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Overview of research status of molecular diagnostic markers related to colorectal cancer
tissue and peripheral blood

ZHANG Zhikuan', WANG Yanan', QU Lianping', ZHANG Xiaofeng', SHI Caidong®, LI Zhaohuan', ZOU
Min’, GAO Feng’*

(1. Clinical College of Traditional Chinese Medicine, Gansu University of Traditional Chinese Medicine,
Lanzhou, Gansu, China, 730000; 2. Gansu Provincial Key Laboratory of Stem Cells and Gene Medicine,
Lanzhou, Gansu, China, 730050; 3. Colorectal and Anal Surgery, No.940 Hospital, Joint Logistics Support
Force of the Chinese People’s Liberation Army, Lanzhou, Gansu, China, 730050)

[ABSTRACT] Colorectal cancer (CRC) is one of the most common malignant tumors in the
gastrointestinal tract, which seriously threatens human health. Studies have found that the detection of tumor
markers is one of the important clues to clinically discover asymptomatic patients with CRC. With the rapid
development of technologies such as biochemistry, immunity and molecular biology, the study of tumor
markers has played an important role in the early diagnosis and curative effect of tumors. It has been widely used
in monitoring and prognosis assessment. This article aims to review CRC-related tumor markers, including
enzyme markers and glycoprotein antigen markers, in order to provide new ideas and directions for the
diagnosis and treatment of CRC.

[KEY WORDS] Tumor markers; Colorectal cancer; Review
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B TNM 2 WAL (P=0.174) , {H R J5 CEA 7K F
KU AR . X378 CEA %} T CRCIGYT 5 HE T Al
ORI Xy, K, CEA B AR R PETR
&, A TR CRC 2 R A S, A — 2
Jry PR o T B B RNR YT R 1 & e, AT LA JE A
FH CEA Fe 5t m i, i it CEA ST Ivgd e fir
NI ] AT 7 25 07 e & o7 ) A S M AR A o
1.2 [ifJ5 CRC Frk

UKL [ (Granzymes , GZMs ) & #0514 22 24 TR
HEBE, E2H AARRO M XA i PE T ke
AN 43, HonT i S A0 08 T . Paczek 55 “ 58 &
B, GZMs HL A Bt R 51, H GZMB 7 CRC 5 7 i
H R IBEAR, s HoK R T a8 5 CRC R 4F
PTG A OG22 AR/ 95 2 R I f-31 ( Serine-threo-
nine kinase-31,STK31)J& FH .0 KR E A, =5
T4 40 i R 4B AR . Watany 25 i BT ST 120 44
AR (CRC49 ] | R P51 5 A 20 ] AR 45
%) % B, STK31 i #F CRC (K S 93% , 45 5+
Pk #] 95.9% ; fif STK31 % 5] CRC 5 K% B A K

TR R 93.9% , ¢ 55 M 84.6% 5 STK31 7 il &K
Pk 5 0 5% 7 1 0 T CEA, H X T i 55 2% 1
STK31 X CEA X} T % 5] CRC 1 R 4517 2 A
B S AU SR 3 100% ., HAh 2 T™M L3
—, B2 T™ Y BURME FBRR  (ER LA 50
e Ty R v A #0215 | R i 1) S8, DR O RS A il 2%
T™ MRS PEAR G .
1.3 BEEFPUEZSE CRCIREY

B 25 T JiL 19 -9 (Carbohydrate antigen 19-9,
CA19-9) &t H S - 1 — POl A BT , 7 13 v 32 22
DR Y 8 R 1 B A7 46 o Tan 55758 5 X 186
] CRC f& % Fe 15 1) R P9 g S8 480 1 I s i gk A 7
2 S 25 45 I & B, 5 pCEA . pCA125 ., pCA724 #
Lt , pCA19-9 [ 1l 26 T 1H AR o i, 808P oy
84.62% , ¥ 51 K 85.19% , $#£ 7/~ pCA19-9 X CRC
JE B B A 2 Wi (L, 2 Wi {8 i 5 o Liang
SRR R R LT CA242 F ik /K F 5 CRC YK
£ TNM 531 7% 34 %5 UJAHOC , 1 CRC 35 AR Hij
I CYFRA21-1 1 £ A 7K F 5 M 43 11 % U1 M
X IR CA19-9 . CA242 K CYFRA21-1 5 CRC
WG ¥ A BE A E . 5% A (Liver-in-
testine cadherin, CDH17) = % LA TR G LA
B 20 RS A JE R A L R i . Han 451 BF
5% % P CDH17 # 1k 5 CRC ) TNM 233 . 70 1L 72
JE Rk U 25 7% B % VI AR G, {H CDHIT IRk 5
CRC & MY AR AR T0 0 3 A e, Al 2
PURRTM R —. Z5 b BEAPEIE T™ =%
Y hy I Je i 7 A A2 48, % T CRC 1Y TS 7T 2R
U2 2 R i 3 s s I W o I R L, RE M
R P 92 o 34 AT 5 R W AR 1 T A A AT R
— 8 TM HEFE A R A W A I H
1.4 JEIEH IS CRC iR EDY)

RNA {E Ry A= 2 ot 0 — 38, 32 403 TR i
[F] Fsf 9 445 20T S WA MRS . BF ST ER T, AP
& RNA (Exosomes RNAs, exRNAs ) fig % 1 iy 5 1]
S RE 12 Wi UG Y N ) TC R A AR B
2T EAEDO G R I, A RS i s W i i
miR-183 7K AUC (AUC=0.883 0) {H % CEA Fl
CA-724 5, H miR-183 Fik 7K - 5 [ 19 4= 28 11
PHUH B ARG, 5 —TiEsE & B, CRC 4140 Ko
A miR-411-5p I RBKFEHAREER,
MIR-411-5p 7EJ A 4L (1 3R 38 W2 T, H A
SR FIES S 4 514 70% F 65% , miR-411-5p ]
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REVE N CRC 1 —Fh T™M T4 10912 W R 1B -
CircMBOAT2 J&—FJi [f MBOAT2 2£Hff) CircRNA ,
Tang 5" WF 55 & B, CircMBOAT2 1£ CRC 41 £ Al
M AnAS T34 Rk, -5 Mg 43 WA O, e d
RMEZHZE MR, 41419 CircMBOAT2 7K
V- J& I B CRC 15 09 8k 57 48 b o HoAth 98 55 R 2R

FI28TM L3R 1, 98 3R 28 T™M X F . CRC £
W EL A e B B X, B I I R YR 9T RS DA
FH 5 DR il B e ARG TR A, BB 1B R & OE i
Je A DG 35 R 45+ F0 Iy R i B, 38 20 40 ) o 5
(), AH & H A3 B3R 7 6 T LR 0 45 5 ok 58 4

Hﬂﬁﬁo

x1 MEREMSXEE
Table 1 Tumor markers and colorectal cancer
Jip g bR R4 fRT R S TR I Y, A | SCHR
kERDONS  Kiks e PRI ks 05 X DFS BRI MM CRCEUR AR [10]
lil L : i i/ 1T Y55 CRC 5 CRP, 4§ 5-4E 2 100% , AT HIKE 1 em L)1 CRC 98
T M2-PK (528 i/ A (3 A I [20]
Tl 2 S P A NSE A 2T RN 22 HURE H 62.0% , i 54k 86.0% ; AUC #2755 1fiL 3 NSE /K F 5 [21]
[1q - PR320 40 i TN M ZM] 354 G
R L5 4 g/ ZHELFN LG TEMS8 K317t , H 5 CRC 1) TNM 40, 12
iR P e b ) 8 TEM8  HiEH3k %Hiéﬂf,mlmwﬁ e L A O s U Hy 90.5% , Fr 71K 96.7% ; CRC Fil)5 [22]
HEEA LR PN=REOFTRIE =y 7
e R N BHEMRENEERR,  GSH BA m i SE R PPV, 88kl 78.8% ; GSSG/GSH% 7 it
EIRELABEH GSH LS Hadi £ 1L WHR G T 978 90% LA -, GSSG/GSH R 2 il CRC [23]
, e TILEIFRLE A U Jy 84.3% , 5 ST g 75.4% , H. AUC 18 M 0.868 , Jy fifi A5
A MK RA% e T i Cre BUR 95 2]
Wt 22 CLU B ﬂig;%%ﬁm‘% ?MDFSﬂOS&TNM IR FEAR K, S CRC Pl 7 B UGS A B [25]
PO prgpse LB WD T ~ 104 CRC WA G B2 KA DL, 12K ctDNA ATVE R iR
R 8 DNA CDNA - IR ey o 7 I 1) 3 2 e [26]
SEPTORAMIAEN  mSEPTO MMM ity 5 mSEET0 RIK T SRR DI INM AP fERI 1)
B RS S , o e VKPS RAY CRC 40 3658, g o 0 & o, T4
BRHEIREE S GOLPH3 MEEII% gkt [ GOLPHS Slokor &5 TNMUMRIHC, L AUC AT (o)
R ABEIR G 2A RN s PPP2CA # 357K F-5 CRC ) TNM 403 i & 4156, IF 5 CRC i -,
fefem e Catipy  PPPRCA RIS ARRIRIBRSE 2 4 A ORC e LA 0 R TM 50]

7 OS: BETF]; DES: AT ; CRP: 5 H B A ; AUC: Ih4E F Al ; mCRC . #2145 B ; PFS: ol JE A= 1711 ; GSSG: &k

B H K PPV BHETIAE ; CRP: C-IZ MR M -

2 CRC MEREYRES KN

B — (1) TM A I % g 1912 Wy £ 2 A2 7E R
PR RN 5 VR S R AN SR A () &, H I, R R S
T M2, G R T SR 2 80 T™M B-GA 0, 1z
2275 g 43 by i B v BH A 12 B 1) o T R S
Mo 3 —J5 T, Z 5 T™M BCA WA AT DL A&
PLANZ Wil PR b ToRE RGOk e | PEAS R AR
AT OR AW 5 % e S, 3 AT L[] s %
EHZAIREHAITTIA . Negm 55710 53 8 A5
R R i 6 A~ HA R A SR (AFP,
p53.K-Ras . NYCO-16 .RAF1 , Annexin) , J & #L 5
B —FE ARSI AR L, X 6 1 H S HTARIDE A R AT A
RIPEHE R 34%~5T% o SRHE B AE > W58 & B0, 1L

H CLIP4 3 A B 3t {1k 2 Wi CRC A9 AUC {8 K
0.826, = T CEA .CA125.CA19-9 BE &2 Wi Rk 7,
M I 2% CLIP4 3 PR 5 AL 3K 5 I 37 M 988 A s )
(CEA.CA125.CA19-9) 2 Wi CRC (1) AUC {H 1] ik
0.871, & S PE FRR S PR T R, REAE T A S0 A
CRC. mSEPTO 1y Fz e i Jeg i Je& 198 5 1) T,
H: 5 CEA BES 12 M CRC HAT B w3 1y R B0 iR
BE DL S BAPE BN = M SR a2- M1
(Leucine-Rich Alpha-2-Glycoprotein 1,LRG1) fl1
4 Jfd 5 - (Stem cell factors, SCF) Bt 4 12 Wi CRC
BF, AUC {R 35 Bb B —Fan i w5 , 19 3 B0 B sl vl LAAE
KL Wi ARG U7 TM ™ . 250 TM 8BS 4G T 2 AT
RGO FR SR S T B A, AT R
Uk BRGS0 B b
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ZE I, CRC (¥ 4l 81 J A If T™ B 3 B4
F 2k CRC 1% Bhi2 W, v A 46/ 01 CRC 19 &
A EERE R K, ULESTT AL W Fis K S50 2
Wro HEAS TM ZKF B T 5 T HERR AE 45840 46 0L
B o PR, 3 JLAR & BRI 3T 19 T™, 75 326
$F 7 RAFCE AR S B S B (PR
2 TM B 4 & /W il CRC, 40 & 45 5 P 19 CEA
(89% ) 5 s FUR I 1Y STK31(93% ) B & A6, 7] LA
HEAT CRC FL4i , 1A 6 b 2 CRC gl 245 Wi —
TR bR, R B A PR T — 2 B AR

H AR I PR Y TM Az ) = 228 2 48 AR Bk
BRI, 3 EER I R B4 E dzmlmz Ak Al LA
B FAEWH AR (AR %\iléﬁ
%lel%‘aﬁ#)}}\%%\%ﬁua@ﬁﬁ Euﬂ%ﬁéw,
tblznm)flu%ﬂz%j%m&@i&m@% DI 2 =
CRC 2 Wt 11 HEAff P 1 i £ i Z2 R0, 2 CRC 11
RIGTT PP A 3 2%
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BCR-ABL 5 FEPIASIGASE £ (98 PCR i) RVEHr

RXH WFH FmWA I ST AT

[(# Z] BM AR TR BCR-ABL il £ 3 A A & (986 PCR L) Mtk fig . ik
$2H BCR-ABL & AR i WS1~WS4 [¥) RNA, 43 51l A BCR-ABL J i J& il ABL JZ N W, #4%J5 fifi i %¢
J6E 1 PCRASGHFATARGIN o 38 48 3 4 43 A7 B A5 A 2 il 1) BCR-ABL il BE R R M 25 4L _n% TER B2 AR
fh WS2 Fll WS3 14 filt - Eb 191 246 X5 i 22 35 A8 5 0.5 4 S B0 9, 460 B B v 5 WS4 fEAS: HY BCR-ABL
A 52 B, B 5 PR AR AL WS1 FI WS4 1 Cr {78 53 REL(CV, %) 2 <5.0% , WS1~WS4 Hrifis il 1 £k
PEMERE | v | AMETF 0980 0, £ BCR-ABL Rl 5L A 0] £ (¢ 5% PCR #5) g 8 VA AG: H
BCR-ABL E i i, A7 G Wi s i 42 X - DL JR b I 995 75 (BCR-ABL ) il A5 ik PR 79 S Am v 114
TN s al N E =R G S SR i )

[REEIA] 1B PEBEYE M 5 W72 7 A X 38 DU JR S 1 I 975 27 15 3 AT 5 % e I SR 3D 1 591
[EPrpr it ; s

Evaluation of BCR-ABL fusion gene detection kit by fluorescent PCR method
ZHANG Wenxin, QU Shoufang, LI Lili, SUN Nan, HUANG Chuanfeng*, HUANG Jie*
(National Institutes for Food and Drug Control, Beijing, China, 100050)

[ABSTRACT] Objective To evaluate the quality of BCR - ABL fusion gene testing kits based on
fluorescent PCR method from different companies. Methods The RNA of the standard samples WS1~WS4 was
extracted and added into BCR-ABL reaction solution and ABL reaction solution respectively, then detected by the
fluorescence quantitative PCR instrument. The BCR-ABL fusion gene results of standards were obtained through
software analysis. Results The absolute deviations of the fusion ratios of accuracy standards WS2 and WS3 are
no more than + (.5 logarithmic order of magnitude. The detection limit standard WS4 can detect positive BCR-ABL
fusion mutations. The Ct coefficient value of variation (CV%) of the repeatability standards WS1 and WS4 were
less than 5.0% . The linear correlation coefficient | r | of WS1~WS4 standards was not less than 0.930 0.
Conclusion The BCR-ABL fusion gene detection kit (fluorescence PCR method) can accurately detect the
BCR - ABL quantitative standard, which meets the accuracy of the breakpoint cluster region - Abelson leukemia
virus (BCR-ABL) fusion gene detection kit standard, detection limit, repeatability and linearity requirements.

[KEY WORDS] Chronic myelogenous leukemia; Breakpoint cluster region - Abelson leukemia virus

fusion gene; Tyrosine kinase inhibitors; International scale; Accuracy

12 M8 M 110095 (chronic myelogenous leuke- & PR A Z2 i b 24 75 =, Horp 52 B 24 X FR A M-berr,
mia, CML) B A b5 252k B9 40 M 842 22 5 1(9; 454 ABL 5: 1N 5 REASIE i BCR-ABL P210 I Fl &
22) (q34; q11) & W AY 2% 3% ¢ €0 1K (Philadelphia, — HE[A, 3 %4075 b3a2 (el3a2) Fl b3a2 (el4a2) I Fh
Ph) , 7E 50 T /K IE i BCR-ABL &5 3L K" . BCR - Pf4 7 X2, BCR-ABL [ & R 18 it 0 11 771 (tyro-

g9

AeR A B RH®EEEEE B SMIEFEATLAREFSITH R R B (12022114-T-zjy)
M i P E R SR 2 B AP, A6 100050

*BAZAHE A A%, E-mail : huangchf@nifde.org.cn ; % &, E-mail : jhuang5522@126.com
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sine kinase inhibitors, TKI) {1 5% e | JE % & e
FM 208 e 2 O 8 RO A8 PR BT 1 I B8 Y —
LIRIT 0 B R T CML B A

BCR-ABL fili - 55 R I 5 AR AL 456 2 S S
7 2% ¥+ (fluorescent in situ hybridization, FISH) | %%
380 5 5% 5 T B 2 Vi (reverse transcription-poly-
merase chain reaction, RT-PCR ) K = 5 5 Wi 4% i
)/ (digital polymerase chain reaction, dPCR) %"
%, BARENC &AL KNI L T BCR-ABL il
A B PR E A R & (91 PCR %), (HE 4K
25 i W B R o AR ISR & B, A
A8 H A B $2 3t 1) BCR-ABL 22 & by o i, PEAY
BCR-ABL il 45 5 R st DU 500 &0 v B A 11
PR A PR N2t A5 T H 1 P RE

1 HESHE

1.1 RS

BCR - ABL & & #5 #ff i : WS1, WS2, WS3,
WS4, filt A H A4 5 A £ 12.359% . 1.692% . 0.177%
F10.015% , i H I 24 ks o e fe 4t
1.2 FEEH

BCR-ABLI il 5 J& B R a2 4k 0 3 7] &2
(PCR-Z G IR ) (R PRI & A) AR R 12
Bak g A 5], ) Nk 2 3 TR A R 2 D
BCR-ABLI P210 % @l & & R e 8 7] & (2t
RT-PCR %) (& #R i 7] & B) fl TRIzol Reagent, 1t
U E BRI R A BR 2N w5 N BCR-ABL il B2 1A
I35 7 & (2€ 9% PCR 2% ) (fai ARk 7] & C)
RNeasy mini kit, 75 8% 40 B& 2= 058 (T30 A RS
F] 3 BCR-ABL P210 il & % I %2 & 46 3 77) &
( %¢ )%t RT-PCR ¥ ) (& K i 5 & D) Al TRIzol
Reagent, 730 = 28 AE W R R A PR A F]
1.3 FEU

9t E 1 PCRAY, B445 : ABI 7500, 3 [E 2€ Bk
KRB A R 96O PCR KAY , 95 . Bio-Rad
CFX96, ZE 1R A Fl o
1.4 Jiik

%% BCR-ABL il 45 35k PRI ARG 0 38 711) 8 42 B 8 BH 5
BRXF BCR-ABL A€ HEARE M 71T RNA $2 5, I
EHE AR . BEREA RNA FIHAFH) & 0 E b br v
il 73 3 A BCR-ABL Ji b % Fll ABL 2 3, 1
I 2 PCR ASGHEATAGIN o 4R J AR 10 & e
b U & B bR VE il 28, XF BCR - ABL & & 5 1 i

(WS1~WS4) i/:17 BCR-ABL Fl ABL #% D1 % () 5 £
J¢ BCR-ABL 5 ABL # DL il & Lu i B H 580557
RAFHRUE S ) BCR-ABL Rl SE DRI A5 2 o X
1 Ao o it SR AN 2 UK, A R B s Rl HL 151
VRSN Fal A5 Lo 8] 68 18 4 0 BBOR RS, SR J5 AR Xof
i 25, B i LR 2 6 25 N R A 0.5 A X BUR i )
(log) o *FF 0.01%fh & L5l ) BCR-ABL(P210) il
A 5 DR ARG ) B A v ot T ARG 10 R, B v SR
AEAS It BH P o X A PR A o R B v R
BCR-ABL Wi i8 Ct{H IS 57 RE(CV, %) i<
5.0% . i B & Ut B HEf T g — Wk AR
TR IEAT 2 YRS, 355 — s oA il PR 00 e 2
A A, LABRIE R BE X EUE A xq, Rz 1) v 158
XTEUE R EE i, AT SRS TR L A
KRB r ARG R AL | 1 | =0.980 0,

2 #HR

2.1 M E

YHE T 3 A o S WS2 FIT WS3 A5 7 il 45 e 9l
I3 5 M 1.692% Fi1 0.177% , 4538 7 £ %F WS2
WS3 A il B He A1 45 S B4 448 X6 i 22 76 —-0.16~0.14 log
W, R -0.5~0.5 log BIPRMEZR . ULIE 1 .2,

A L

WS2 WS3

TE - WS2 Al WS3 il 37 K 2 1%
1 WS2F1WS3 @& b il 45 R
Figure 1 Results of fusion ratio of WS2 and WS3

X A R 2
Al A WHlEB Al C A & D

-05
WS2 WS2 WS3 WS3 WS2 WS2 WS3 WS3 WS2 WS2 WS3 WS3 WS2 WS2 WS3 WS3

11 : WS2 Il WS3 7 A6 2 Y,
B2 WsS27H WS3 Bi& L il 3 ey 2 3R &
Figure 2 Absolute deviation for logarithm of fusion ratio of
WS2 and WS3

2.2 fuihfR

Fie HRAS 12000 G100 B 5 0% BH P 4 T (B 2R 1 7 )
BE , 45 3 10 7R 25 1) 0 0 4G 0 BR A v i WS4, Y ig
ity BCR-ABL @il &5 23 7% FRAE , 157 £ A WS4 il
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A E G I 25 SRS 2ME A 0.027% (BCR-ABL i i
Ct (<38 JFAE) , 1157 & B WS4 @il & Le sl
2 BSEI{E 54 0.017% (BCR-ABL i Ct {H<40 Jly
BHAE) 357 & C o WS4 @il & Lb 491 K6 0 235 TS 3
18} 0.013% (il 45 L 411=0.003 2% S BHAE ) | 328541
& D T WS4 il 5 I 25 S F{E R 0.022%
(BCR-ABL 1838 Ct {5<36 K HE) . WS4 Y 10 1%
HE WELA IS R L 3,

it v gl
0.050%
0.045%
0.040%
0.035%
0.030%
0.025%
0.020%
0.015%
0.010%
0.005%
0.000%
Rl & A & B il c il & D

B3 WSAmEhGIRER
Figure 3 Results of fusion ratio of WS4

2.3 EEM%

g5 R % T H 2 PEARUE i WS FT WS4, £5
i 57 & BCR- ABL i i £ I Cr {H 1 48 5 &R %k
(CV,% )£ 0.2%~2.5% 75 Bl N, 75 & CV A& T
5.0%M2K . UL 4,

P i

0.00%
WS1WS4 WS1WS4 WS1WS4 WS1WS4

B4 EEMER
Figure 4 Results of repeatability

2.4 %tk

gl LI R 453K ) A R M A OC R B 14
0.9899~1.000 35 Bl 9, FF A R PE R Bk . ZbEiLA
M2 WL 5,

B5 ZUEBaHE

Figure 5 Linear fitting curve

BCR-ABL 1) 78 T K6 I 0 200 B il B 78, A i
PREIE CML 2597 R HE TR PEA . AS ) 3256 %

TSR MR AR AR E S P m R
5[] — FE AR BCR-ABL il 45 35 R s AR K ST fig
SHEZES . 20054, 7EE PR CML RS R 5T
1 T B FR AR UE (international scale, 1S) AL, B
38 15 5 45 22 8 (conversion factor, CF) , B £% 555 %
[) BCR-ABL fili-£3 2k [RURG 0 (L 357 e Ay ] s b o 1
BCR-ABL®", FKEIJL w22 NRERAL THT
e 4 (] B bk o 09 08 4 B8 1 119 B9 BCR - ABL
(P210) % S A AT [ e 4 2 85 (CF) B9 A UM Y
T AE, %} E P BCR-ABL filt 45 3 R4 K6 0 38 5 B
7' BCR-ABL"j& CML 46l [ Bl FHiE
AEA 45 I PR B2 DTAR 4l Bl 9 ) CML GBI T HE RIS
ZHA I REHERT CML B 34T IE A VAYT o

2009 4%, tHF T A4 2] (World Health Organi-
zation, WHO) $& it " “ %5 —{{ BCR-ABL mRNA 1)
[ B 3t 4% 72 5 bR ME &7 (NIBSC code: 09/138)
i % T B K562 F1 HL-60 40 i 18 & ik, 1T
BCR-ABL FE R (el13a2 il el4a2) 1Y [ FrbrifE (IS)
BEUE . BCR-ABL Fil 3 JE PH e s A 3 71) 8 (5K
JEPCR %), A R AR5 DS EAG E  Ea,
T 343 K BCR-ABL F1 ABL FE R, 88 5 1|
F G TAERRUE S bR o i 26 145 A 1995 DR,
T4 FEAS 1 BCR-ABL mRNA 7K F-: (BCR-ABL
copies/ABL copies ) x 100% , Jf 3k 15 # & 1y
BCR-ABL “=(BCR-ABL #% Il {/ABL 45 Il %) *
100* 54 4L 2 (CF) o AHE5Ef# FI %) 4 1~ BCR-ABL
il 35 PR e A IR (PO PCR %), HAA 1
AR Gt Tk R4 (CF) , Ui W] BCR-ABL fil
A F R B T A ARG 3 T LS

Hh ] £ 2Y A A A 5 B 2 13 i BCR-ABL
FE BRIV S JR 2 WHO [ Pr e bR v & (NIBSC
code: 09/138) , WS1~WS4 (1) filt & Fb 9 43 51 Ky
12.359% .1.692% .0.177% 1 0.015% , 15 5 H K i
F Bt X TR P, BT I s a0 6 0 vE R
B R Y BR R A A P BB . MR4.0 [ BCR-ABL
<0.01%(1S) ] Fil MR4.5[ BCR-ABL<0.003 2% (1S ) |
J& 1E 3 243 1 2% ]2 [ (major molecular response,
MMR ) S it | 7 38 3K (R 2 5 724 I (deep mo-
lecular response, DMR ) , /& 52 B JC 1R J7 2% fift W) 1
P& AT E BCR-ABL fili6 3 IR 2 B A A 57 6
14 72 i R s RITI PAR IE FH 75 22, AR BIF 9 5 il 75 L )
A5 T 0.01% B VR SR a0 G A Hh FR, SR
BB A L 1) il SE DR BH P o AR SM2 W R 7
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P v 1) B SR ) ANIE T AT ML AR E L3R, T 4 3l
BCR-ABL fill & BRI E A 19 & 8 , g 2B = il
PR SR H BRZESR, DR RS LB R AN
T0.003 2%, W54 R EIIXT BCR-ABL 5E Hbnif
At , A5 R) 40 B TG, R IO A i i TR R A
H Rl LB 0 T A b Y v R R RS
B 25k , BCR- ABL A&l il i Cr {8 19 28 53 2 4
(CV, %) ¥IARNE T 5.0% , #5850 £ R L PR O R 5L
I IHARME T 0.980 0, ABFFEIFA Y BCR-ABL Rl &
SR R & (996 PCR %) , e BEAS (i
JE T T 24 05 4 X3 DL R a8 9 IS 9 7 (BCR-
ABL) il 5 FE ARG IR0 S ) F b b o AR SE 22K
A I ARAIAR L T4 T B AR ST, =i
AN T AW B TAE SRR AR SR
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NAG/UCr.CRP 2 #MA C3 . C4 it et S 9 18 )L IF
KBRS ER

MW ARG EH

(# Z] BB IR N-CFE-B-D- 2 574 % B 17 #f/ FR LEF (NAG/UCE ) . C- i 2 1 (CRP) B AMA
C3.CA 53 23 (HSP) BILIF R B RER . HiE A 20204F 7 A % 2021 4F 4 A wltiz TR #UL
HPEBERY HSP 2L 142 49, AR5 8 L2 A5 I & W & 73 B HSP 41 (n=97) Fl i Sk 52 1k ' % 20 (HSPN,
n=45), A4 LY I 7R %R T NAG/UCT . CRP M #MA& C3 . C4 K, K FH £ K 2% Logistic [Al 194347
HSP LI & B RN E , 23808 TR (ROC) /08T D- R K  UA BEA#ME C3 . CA /KX
HSP LI R BRI M L, 2558  HSP HI HSPN 2H LAY AE IS | 500 52 52 OB, Je B 35 22t ] |
PLT.WBC.RDW NEU.DD. JR % 1 .NAG/UCr.,CRP } #hMAk C3.C4 25 [ #5 , 2 R W H Bt 5 L
(1=15.431.2.828.3.199 .2.644 ,7.747 . 27.408 . 15.806 . 7.992 . 3.133 . 4.609 .3.118, ’=9.988 .8.715, P<0.05) ;
Z % Logistic MIH 7R, #5088 R 52 AL B2 2 FE 828 ] .NAG/UCr .CRP & #MA C3,C4 /& HSP &
JLFF KB R A ST fE B B 2 (P<0.05) . ROC £k i 78 , NAG/UCr .CRP 5 #MA €3, C4 J U35 1 & 46 U
TR AU 0.793,0.701 ,0.784.,0.713 ,0.896,, #5if  NAG/UCr ,CRP K #MA C3 .C4 5 HSP B LH- &
R VIFAE ,NAG/UCr .CRP K AMA C3  C4 B A5 K %t HSP 8 LI B RA R AF R BN (6

[X#iE] N-CBE-B-D-2 S a M B/ FRIUET ; C-J V2R 1 #MA C3 . Ca; s i 58 ; B %

Relationship between NAG/UCr, CRP, C3, C4 and nephritis in children with Henoch-
schonlein purpura

KE Ruijuan, DENG Fang*, DONG Yang

(Department of Nephrology, Anhui Children’s Hospital, Hefei, Anhui, China, 230000)

[ABSTRACT] Objective To investigate the relationship between n - acetyl -3 -D - glucosaminidase/
urinary creatinine (NAG/UCr), C-reactive protein (CRP) and complement C3, C4 and nephritis in children with
Henoch-schonlein purpura (HSP). Methods A total of 142 children with HSP admitted to Anhui Children’s
Hospital from July 2020 to April 2021 were included, and they were divided into the HSP (n=97) group and
HSPN (n=45) group according to whether the children were complicated with nephritis. The clinical data and the
levels of NAG/UCr, CRP and complement C3 and C4 were compared between the two groups. Multiple Logistic
regression was used to analyze the influencing factors of nephritis in children with HSP. Receiver operating
characteristic curve (ROC) was used to analyze the predictive value of D-dimer, UA combined with complement
C3 and C4 in children with HSP complicated nephritis. Results There were statistically significant differences
between HSP and HSPN groups in age, repeated times of purpura, rash duration, PLT, WBC, RDW, NEU,
DD, urine protein, NAG/UCr, CRP, and complement C3 and C4 (r=15.431, 2.828, 3.199, 2.644, 7.747,
27.408,15.806, 7.992, 3.133, 4.609, 3.118, »’=9.988, 8.715, P<0.05). Multiple Logistic regression showed that
age, frequency of purpura recurrence, duration of rash, NAG/UCr, CRP and complement C3 and C4 were
independent risk factors for patients with HSP complicated nephritis (P<0.05). The ROC curve showed that the
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areas under the curve of NAG/UCr, CRP and complement C3, C4 and the four combined detection curves were
0.793, 0.701, 0.784, 0.713 and 0.896. Conclusion NAG/UCr, CRP and complement C3 and C4 are closely
related to nephritis in children with HSP, and the combined detection of NAG/UCr, CRP and complement C3

and C4 has a good predictive value for children with HSP complicated nephritis.

[KEY WORDS |
C4; Henoch-schonlein purpura; Nephritis

1 #5048 9% (henoch-schonlein purpura,, HSP)
SR R ILERNH UL A —F il 45 0, H R Z R H T
o S A R e B S 2 WA TS R R 51 & AR AN
TR/ IN I 56 BE 5 8 A R E BN, AT 3R 2 f L
PiE CERE T OERERSE . BRI,
HSP B L TG B 45 AB A A7 78 I K GE 19 & 2B 1
B o i fbE £8P 1 4% (Henoch-Schéonlein purpu-
ra nephritis , HSPN ) /& HSP — b " B ) I RORE , H:
TE HSP H ) & A %R 538 30% LA b, ™ 52 ) fR L
BB . RS WoR Y, A R A
HSP £ LI & B R 891 oL, %5 BLBYIRIT & s
VA B R SC o SRk B AR 1 s L B 4
INE AT, T N- 2B - B -D- 22 55 3 25 B Bt/ IR UL
I} (N-acetyl-B-D- glucosaminidase/Creatinine , NAG/
UCr) 7] e b B /NE i B . ARk
B, RAE S R PE SN AT RES 5 HSP B kA 5
& AMA C3  CA BRI EES 5%,
I C J2 1 7 M (C-reactionprotein , CRP) 7E HL {4 5%
Pl K A SR I K S A R, ACBE
FLH NAG/UCr ,CRP 2 4MA C3 . C4 5 HSP & JLJF
KRR IATIRNT, B IR E HSP &L
KA R R R RS, BURIE T .

1 W&REFE

1.1 RS

PEFE 2020 4 7 H Z 2021 4E 4 A2 T4 800
B BE 1) HSP (L 142 1], $2¢ B8 PR #0045 548 1R
JLRAS I % 5 R 43 i HSP 4H 1 HSPN 4H . 4 A bR
i : OHSP LT & GE AR5 SE HLERA) /b HSP
B AH X2 Wi bR o, H HSPN BB L4454 (b 5 e
22 ) H HSPN B2 Wibr i s @4F <13 2 s @ IR
Koo HEBRFRME . OB L LT MRS A7E E % .
B A R B R PRI R LEAE O LA
PG A5 B s @ A BE R R AT S 35 1 11 4 i T
/N B AR S5 O 5 BB JF HoAth F B e gie R G0
WA s @R R s s O/ I S BT

N-acetyl-B-D-glucosaminidase/Creatinine ; C-reactionprotein; Complement C3 and

It 235 4% S5 A QL PR 1 5 @3 15 d P A 2 Jo
W 5 MR QNG PR & .
A B NS R, AW it B B e
PEZE DL
1.2 PRk

A D7 5 Rk v SR R L S 2 T R LIl PR
I g = dehn , Horh B2 BORM 6 B LAY AR5
PR R 5 I PR e AL 25 I B B e B 4
25 B [A] 5 5256 = +8 bR AL 46 /N (platelets, PLT) |
1 41 L (white blood cell, WBC) . £T 4f il 43 A7 55 i
(Red Cell volume Distribution Width , RDW) . H144
7 41 Jiid (neutrophil, NEU) , D- . % {& (D-Dimer,
DD) . =Mt H il 5 [ B | IR & H & NAG/UCr .
CRP S AMA C3 . C4.
1.3 FRAIAE KAl

O - T HBILABES — HiFREIE R
AE S JE # K O 5 mL 2 EDTA Hi &6 45 v If K il bk
JOFRAS, B4 MK bR A< Lh 3 000 r/min (B0 242
10 cm) & .0 10 min, &0 )5 B EE 5 T -80C
TRAE TR, R ] HA-360 %4> [ 3 1fn 40 43 Bt
SCCE A EAR (UMD A BRA Al K fd £ 5
K 22 L PLT \WBC ,RDW NEU /K- ; >R F g
LA b e I 5E DD ZKSF iR &R IR T H AR
BUK B #2245 ok T H 57 7600 4 H 3l 4 1k
A3 BT ASCRGE I = 1k -3l AR w3500 &k IR T L
T B A= Wy B A A BR 23 w5 R HH Tl B A 5
W B 3 G2 ) CRP, 357 &K U F 38 [ R&D /A Al 5
SR FH VR 928 H50 5 T 2% L e A T AR €3 . C4
A Gk IR T U I8 s BB A PR ST AEA A
QBRI - FH A A AR AR BB LT R 2 I h
BRWE 10 mL K5 AR 19 IR AR AR T 3 000 r/min (5
L2428 10 em) 2500 10 min, P W, 7E 4 h
PR 58 BT PR R N SR P 25 S S 9 A ) R
M NAG/UCr, il F SRR Tt s Ay
B A F . DL KIS TAER H Lok 46 5 A 5™
H& H BR ORI 56 RS o
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1.4 Hitsirik

o 1 SPSS 23.0 Gt it 1 A2E 47 B 1 43 B Ak
A ECR B n (%) /53R AT 2 K5 T F 2 TR AT
HIES AR DL Gexs) i, 21 8] LL A T30 ST FEAS
1 K5 . Z K& Logistic 434t HSP &8 LI & B R 1Y
fE R R % 5 25 521803 TAEZE (ROC) 43+ 4TT NAG/
UCr,CRP S AMA C3.C4 Xf HSP B LI & B R A T
M. 24 P<0.05f 223 AH G248 L.

2 HR

2.1 PLLERILIIG R 7R g

142 {5 HSP 2L, IF & 'B KA 45 B, i b
31.69% ., HSP 411 HSPN £H 2 JLAY4E IS £t 42
YR S5 R4t a] .PLT \WBC .RDW .NEU .DD ,
JRE i \NAG/UCr .CRP M #MA C3.C4 45 1L %5,
ZRWA SR L (P<0.05), WK1,
2.2 HSPRBJLIFEE RNZHE Logistic [HIH53Hr

PLHSP LRI & B RN AR i RS |
o I 2 OB e B B2 [E]) . PLT . WBC . RDW .
NEU.DD . JR# 4 .NAG/UCr,CRP K #MA C3.C4
Jy H A AT £ &K Logistic [M1H 0, ZH &K
Logistic MM R , AR08 50 AL 2
ZL5} ] .NAG/UCr ,CRP M #MA C3 . C4 ¥ )2 HSP f
JLHER B RIS G R 2 (P<0.05), L 2,
2.3 NAG/UCr.CRP K #MA C3 .C4 X HSP & JLIF:
& AR I T A

ROC £k i 7~k ,NAG/UCr .CRP 5 Mk C3 .C4
Qo O R ARSIl 26T T FRCA 0.793,0.701,0.784.
0.713 .0.896 , H:H B A 4G 4 S0 17 L 2 - B — A%
IR FR , BUBEE 0.844 FF5EEE 0.907, L3R 3 K 1,

F1 MABILHBKRBRLES [(x+5),n(%) ]
Table 1 Comparison of clinical data between the two groups
[(x£s),n(%)]

HSP 24 HSPN 41

A (n=97) (n=a5) XM P
AR (%) 6.03+1.04 0.15+1.28  15.431 <0.001
PR 0.025 0.635
5 54(55.67)  27(60.00)
4@ 43(44.33) 18(40.00)
it (d) 14.87£3.86  14.22+2.67 1.021 0.309
SO S O () 0.988  0.002
<3 62(63.92) 16(35.56)
=3 35(36.08) 29(64.44)
BBt a] (&) 8.715  0.003
<2 56(57.73) 14(31.11)
=2 41(42.27) 31(68.89)
PLT(x10°’L ) 244.54+65.80 279.23£72.43 2.828  0.005
WBC(x10°’L ) 7.88+2.13 0.32+#3.15  3.199 0.002
RDW (%) 11.87£1.25  12.48+1.34 2.644 0.009
NEU(X10°L ) 4.88+1.26 6.93+1.84  7.747 <0.001
DD( mg /L) 0.88+0.15 2.32£0.47  27.408 <0.001
ZEEH M (mmol/L)  1.140.84 1.3240.56  1.308 0.193
JIELE % (mmol/L ) 3.77+0.76 4.03£0.81  1.857 0.065
PREAE(g) 0.75+0.11 1.24+026 15806 <0.001
NAG/UCr(U/mmoL)  1.25+0.23 1.65+0.36  7.992 <0.001
CRP(pg/mL) 5.02+1.16 5.69+1.24  3.133  0.002
M C3(g/L) 1.02+0.26 0.79+0.31  4.609 <0.001
A& ca(g/L) 0.27+0.05 0.24+0.06  3.118  0.002
3 iTig

i PR 22 2R BRORHE 6 7 AT 47 I 22 i HSP A8 LAY
I RATER , (E 5 [ S ARG, 4 5 I Ko 45 Pt
JAE 17 'H R & HSP 5/ F 1 I A 2 — , ™ EL Ak
LI SR RR o S0 A B HSP JBLITAH R
IR DL, al A 8eas LB R 1 00, 32
B AETEIRT, R R E 2 5 4 . S A
LR G A e K R (TR U NG O I e ol LR T S W

2 HSPRBILHZEXKK S EZE Logistic BT 57

Table 2 Logistic regression analysis of patients with HSP complicated with nephritis

K% It {1 158 B BE S.Eff Wald {8 OR 1Y 95% CI P1H

R (%) LA 0.547 0.227 5.807 1.728 1.107~1.958 0.016
B Z R () <3=0,=3=1 0.712 0.294 5.865 2.038 1.146~3.626 0.015
B et ) (JH) <2=0,=2=1 0.684 0.203 11.353 1.595 1.331~2.951 0.001
PLT(X10’L ) LA 0.225 0.136 2.737 1.252 1.043~1.636 0.098
WBC(X10°L ) LA i 0.809 0.415 3.800 2.246 1.006~5.063 0.051
RDW(%) FEBEAL i 0.484 0.334 2.100 1.623 0.843~3.124. 0.147
NEU(X10°L.) FELRAT 0.567 0.373 2311 1.763 0.849~3.662 0.128
DD( mg /L) LA 0.658 0.346 3.617 1.931 1.020~3.804. 0.057
JRE M (g) LA i 0.742 0.482 3.194 2.100 0.816~5.403 0.074
NAG/UCr(U/mmoL) L AR 0.879 0.255 13.518 2.409 1.461~3.971 0.000
CRP(jg/mL) PG 0.467 0.143 10.665 1.595 1.179~2.111 0.001
A C3(g/L) ML R 0.633 0.239 7.015 1.883 1.302~3.007 0.008
A Ca(g/L) LA i 0.642 0.251 6.542 1.900 1.162~3.108 0.011




- 736 - NTEWEIEITAGE 20234E5 ] #5154 4551 J Mol Diagn Ther, May 2023, Vol. 15 No. 5

#&3 NAG/UCr.CRP B #M& C3,C4 Xf HSP BILH K B %
BT 0 1B
Table 3 Predictive value of NAG/UCr, CRP and comple-
ment C3 and C4 in patients with HSP complicated nephritis

wAE

FoRIUE=E7N s AUC 95% CI WURE R E PIE
(%’?Ifr/riir) 145 0.793 0.603~0.905 0.800 0.773 <0.001

CRP(pg/mL) 536 0.701 0.552~0.884 0.689 0.711 <0.001
FMAEC3(g/L) 091 0.784 0.595~0.893 0.778 0.763 <0.001
FMACA(gL) 026 0.713 0.567~0.887 0.711 0.701  <0.001
i Rl 0.896 0.767~0.983 0.844 0.907 <0.001

Lo el e
o 1

= NAG/UCr
CRP
HhAk C3
- =tk Ca
IUE iyl
—BHLL

0 02 04 06 08 1.0
1452

B 1 ROC HiZk 5 #7
Figure 1 ROC curve

Bz N TR R 2 W 0 H AT sz S
Wr HSP i LI & B R 1 REHE bR
AWFFT 45 R, 142 1) HSP B L, IF & B
KA A5 W, KR AN 31.69% , 5 BE A BIF 5% i SR A
1, 4278 HSP L A R A B EE%E,
I PR 7 LT 1R AIR 48 1 & A= o HSP 41
HSPN ZH P 41 1Ifs PR 98 RE FL 55, LB AR 3% R I
2B B % gk it E] . PLT . WBC . RDW \NEU ,
DD JR % 1 & .NAG/UCr ,CRP J #MA C3 ,C4 %54
A E xS U Ligtr ] g & HSP B LIT &
BRI 2 . AHESE 2 H &R Logistic 71194y
Br itk — 20 IR 52, A% | S8 S B2 IR E L B B R AL AT
] \.NAG/UCr,CRP J#MA C3.C4 ¥ 2 HSP & )L
JERE RIS AER R E . JEESHT AT AR
F I BOL, JEALAAR G328 B 7 B 3% , HSPN 1) & 9
R g, R AR S AOK i HSP SRULTE A S 91 &
B R, 5 Shi I BUR — B, SR A B
2 2B RS ] K 3R B Ao R SR R g R
5 3047 3507 R mk AR LA st ) i & % Mot U 30
9 1 A AR B4, 1 AR e e DR ZEL L R IE
N RS, e A S EHSP LI R E R
NAG & B /INE 1 B 200 1 1% T 4 7K e it , 1E &7
5 G0 AE B R P B SRR BRSO, I Y N
e R 2 R A0 T R AR PR A 2, R Y

NAG #RE A M, 3275 B /NE 52 B4 47, O T 5
AN IR EL A A O SRR R S TR
FUN UCT 0 H AL T B /AN BRI g 43 B, i IR
NAG & 50 T 5 /NE D agi2 W, i NAG/UCT HEFR
TAEMS AT e PR 2 R A Y B )N
EIETREE . HMA R G0 R s By A Ji A i)
LRy, WAL S5 T Y I, AU R A e 2L
it RMA KO AR RS 0 o At I 4 T e 3R
B, & AR B I R MAS C3 . Ca 25 B R, BV
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[ E]1 BHH  Fi 03 IL-17A . miR-342-3p 5 2 BUBE IR B 6 7™ AL E K a4 & .
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BTG TN RE . B8R A RVBH R B 1 R Y IL-17A  miR-342-3p /K- AL : G5A3 41<
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AR I HT 45 J R, BB I TL-17A  miR-342-3p /K5 UACR ¥ & M 3¢ (r=-0.879,-0.883 , ¥4 P<
0.001) , 1B 5 HB /BRI 5 R AH MR B (4=0.338,0.286, P=0.592, 0.704) . & 7715 41 I 3% IL-17A
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Bres 5 R, M3E IL-17A Fl miR-342-3p 7K F-$4 0] B 52w 1835 115 [ OR (95%C1) =(0.2300.111~0.478) ,
0.212(0.096~0.470) ], ROC HHZR 4B 45 5 W7, 2 RUH BRI B 95 £ 1LY IL-17A F miR-342-3p 7K -1 Tl
S5 TN K RE 35 R, A IR A TN TS AL RE B . £EIE 2 AUBRIRE BN AR IL-17A Ml miR-342-3p
TROKF-F4 T A L G 7 T R R RIS R DG, T BB ARy FL IS IS BT S 5 e

[RER] IL-17A;5 miR-342-3p; 2 BIBE IR B 5 B ™ B L BE

Relationship between serum IL-17A, miR-342-3p and the illness severity and prognosis
of type 2 diabetic nephropathy

ZHOU Jianfei*, CHEN Taiqi, LONG Shangli, LIU Xiaoying

(Department of Endocrinology , Dongfang People’s Hospital, Dongfang, Hainan, China, 572600)

[ABSTRACT ] Objective To investigate the relationship between serum IL-17A, miR-342-3p with the
illness severity and prognosis of type 2 diabetes nephropathy. Methods 119 patients with type 2 diabetes who
were admitted to the Department of Endocrinology of Dongfang People ’ s Hospital from January 2019 to
December 2021 were selected. According to the occurrence of diabetes nephropathy, the patients were divided
into the control group (simple type 2 diabetes, n=49) and the diabetes nephropathy group (diabetes
nephropathy, n=70) , and according to the albumin urine stage and CKD stage, the patients in the diabetes
nephropathy group were divided into five subgroups: G1A2 group (n=12), G2A2 group (n=14), G3A3 group
(n=17) , G4A3 group (n=16) and G5A3 group (n=11). The levels of serum IL-17A, miR-342-3p in the 6

groups were detected and compared, and the relationship between the levels of serum IL-17A, miR-342-3p with
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UACR and glomerular filtration rate were analyzed. All patients with diabetes nephropathy were followed up
until November 30, 2022. The renal survival of the patients during the follow-up period was counted, and the
patients were divided into renal survival group (n=49) and renal non survival group (n=21). The influence of
serum IL-17A and miR - 342 - 3p levels on the prognosis of type 2 diabetes nephropathy and their predictive
efficacy on the prognosis of type 2 diabetes nephropathy were analyzed. Results Comparison of serum IL-17A
and miR - 342 - 3p levels in patients with different conditions of diabetes nephropathy, G5A3 group <G4A3
group <G3A3 group <G2A2 group <G1A2 group <control group (F=9.158, 38.244,, P<0.05). Pearson correlation
analysis showed that serum IL-17A , miR-342-3p levels were negatively correlated with UACR (r=—0.879,

-0.883, P<0.001), but they had no significant correlation with glomerular filtration rate (r=0.338, 0.286, P=
0.592, 0.704). The levels of serum IL-17A and miR-342-3p in the renal non survival group were lower than
those in the renal survival group, and the differences were statistically significant (r=5.997, 5.194, P<0.001).
Logistic regression model analysis results showed that serum IL-17A and miR-342-3p levels were protective
factors for their prognosis [ OR(95% CI)=0.230 (0.111~0.478) , 0.212 (0.096~0.470) ]. The ROC curve results
showed that serum IL-17A and miR-342-3p levels in type 2 diabetes nephropathy patients have good prognostic
prediction efficacy, and the combination of the two has the best prognostic efficacy. Conclusion The
expression level of IL-17A and miR-342-3p are down-regulated in patients with type 2 diabetes nephropathy,

and are related to the illness severity and prognosis of the disease, which may be used as reference indicators for

early evaluation of the illness severity and prognosis.
[KEY WORDS ]
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Table 1 Comparison of serum IL-17A and miR-342-3p levels

in patients with different diabetes nephropathy severity (x+s)

415 n IL-17A(pg/mL)  miR-342-3p(2**“)
G5A3 41 11 312.48+21.14™ 1.43+0.16™*
G4A3 4 16 328.79+29.48"™ 1.60+0.18™
G3A3 41 17 344.87+30.81" 1.72+0.27"
G2A2 41 14 357.44%33.48" 1.87+0.43"
GlA2 4 12 368.29+36.52" 2.35+0.51°

X 20 49 388.79+62.14 2.83+0.62

Fid 9.158 38.244

P{H <0.001 <0.001

5 IRAL R, *P<0.05; 5 G1A2 41 L% , °P<0.05; 5 G2A2 41
L, <P<0.05 55 G3A4 41 HL K, ‘P<0.05 5 5 G4A3 41 H KL ,°P<0.05,
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x2 BEFAMEBIFEFAELRER . ME IL-17AmiR-342-3p K FELLE [n(%), (x+s) ]
Table 2 Comparison of basic data, serum IL-17A, miR-342-3p levels between survival group and non survival group

[n(%),(x+s)]

215 n T AR (%) BRI R (kgm®) BRI RR () TL-17A(pg/mL)  miR-342-3p(2*)
BAREIRA 21 14(66.67) 53.02+8.76 24.93+3.15 107.44+10.39 318.89+41.57 2.05+0.28
PR 49 31(63.27) 52.82+10.43 23.80+2.89 106.5129.87 411.76+65.38 2.5620.41
XtE 0.074 0.077 1.343 0.356 5.997 5.194
Pl 0.786 0.939 0.184 0.723 <0.001 <0.001

®3  IME IL-17A miR-342-3p 7K T3 2 BUKEER 5 15 75 T /5 B9 84 0 53 47
Table 3 Impact of serum IL-17A and miR-342-3p levels on the prognosis of type 2 diabetes nephropathy

A T B SEA{H WALD {#i OR 1l 95% CI P{H
IL-17A (pg/mL) <318.89=0,>318.89=1 0.027 0.009 8.528 1.027 1.009~1.046 0.003
miR-342-3p (2**¢) <2.05=0,>2.05=1 3.801 1.392 7.817 48.960 3.198~749.435 0.005
o -17.675 4.785 13.646 0.000 0.000~0.000 <0.001

f, HCrp DL 2 156 TR0 2 BOME PR B A U
At EfE. k4 K1,

R4 5 IL-17A . miR-342-3p 7K Xt 2 BIMEER % 5%
o JE B o 24 e
Table 4 Predictive efficacy of serum IL-17A and miR-342-3p
levels on the prognosis of type 2 diabetes nephropathy

75 AUC  95% CI  HUSE B9 PIE

IL-17A (pg/mL) 0.880 0.800~0.961 0.898 0.762 <0.001
miR-342-3p(2**%)  0.845 0.752~0.939 0.878 0.571 <0.001
IL-17A+miR-342-3p 0.926 0.858~0.994 0.980 0.810 <0.001
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Figure 1 ROC curve
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) G X U ANBE GP L a. PEARI . PTGS1 fll GSTPI
FE 2 5 W B A 5T

AT BH BRM REE O FE

[(# Z] BH R R DUGE AR DR B A Ma(GPMa) | /MR N REZ K
(PEARI) \HiH AR 2 W 86 & B 1(PTGST) A Mt BK S %2 B P1(GSTPI) [ 2 454 43 A1 1 100 9F:
AT ME T, ik YRAE 2019 4F 1 H 2 2022 4F 4 H T M8 22 e RAG 96 Hh 0 S 40 28 A0 A A8 2
AL 2985 ], X EBE ) GPIa 3 rs5918 1 25 . PEARI FE 1K rs12041331 17 45 . PTGSI F: A 1510306114
B Ri  GSTPI M 11695 o wi AT FE AT o W FHGE 127 5 ik LA iU A~ 6 R 57 o528 A B0 AE ) AR DU
ANBER A0 22 50, o B S RIS ARG, EE R 1s5918 13745 (rs12041331 117 45 .rs10306114 {3/
F1 181695 (L AET AR DU AT B EIIUR 23514 0.39% . 42.55% .0.05% \17.52% - 151695 {3 1 [ 5 [
U S5 F R R AE R TR AF % A 0] () 50 A 25 578 B 124 8 L (P<0.05) , HoAth = A PRV i 7R A ) 47 i
2 Z AR 204 22 TG 2 3 L (P>0.05) o 7 2% M DX U5 TR DU A 35k RIS, ki 5 ) 750 0 25 a7 6 PR BT R (1)
G305 FRE DU T 22 5 RG22 08 L (P>0.05) , R AR M hr T S8 AT 22 A it X
(P<0.05). Z5i& T A X DU A BE rs1695 3 45 (GSTPI ) 4E 1% <60 % 4l #5571 G 45 (v 5 [H 9 Lb 4510 3% i
TEEHBIX FIAERE 22 S, AT 48 S AR b IX U AR BT ) DT A P Ak FH 2 4R A i
(%4871 GPlla; PEARI; PTGSI; GSTPI ; RN & &M

Genetic polymorphism analysis and correlation study of GPla, PEARI, PTGS1 and

GSTPI in Han Chinese in Guangdong area
GUAN Wenhua*, LV Lin*, CHEN Qing, LI Zhihao, LI Tang
(Guangzhou Daan Clinical Laboratory Center, Guangzhou, Guangdong, China, 510000)

[ABSTRACT] Objective To study the distribution of platelet glycoprotein lla (GP Il a) , platelet
endothelial aggregation receptor- 1 (PEARI) , prostaglandin-endoperoxide synthasel (PTGSI) , glutathione S
transferase P1 (GSTPI) gene polymorphisms in Guangdong Han Chinese. Methods A total of 2 985 patient
samples were collected in Guangzhou Daan Clinical Laboratory Center from January 2019 to April 2022, the
patients” GP lll a gene rs5918 locus, PEARI gene rs12041331 locus, PTGSI gene rs10306114 locus and GSTPI
gene 151695 locus were detected. Statistical methods were used to compare the distribution differences of the
four gene loci variants in Guangdong Han Chinese population and analyzed their correlation with gender and
age. Results The population frequencies of rs5918, rs12041331, rs10306114 and rs1695 in Guangdong Han
Chinese population were 0.39%, 42.55% , 0.05% and 17.52%. The distribution of genotype and allele frequency
of 151695 locus between different age groups was statistically different (P<0.05). The distribution of genotypes
and allele frequencies of other three locus among different age groups were not statistically different (P>0.05).
The distribution of genotypes and allele frequencies of four gene locus among Guangdong Han Chinese
population were not statistically different from Chinese Han population (P>0.05) , but were statistically

different from South Asian, African, European, and Latin American populations (P<0.05). Conclusion The

AERB 7 RMEIRE ST REHE 2 B 557 03k RS w87 B (L h&H#[2018]5 %)
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proportion of carrying the G alleles at rs1695 locus (GSTPI) in Guangdong Han Chinese population was

increased in the age group <60 years old, and there were regional and age differences, which can provide a

basis for guiding personalized use aspirin in the Han Chinese population in Guangdong.

[KEY WORDS]

Bif ] DG AR A T30 577 AN R 0 B8 M 2 Tl RO
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GSTP1 A A FEAS S HRAT 6 98 A bt H 50k}
SERPREA S 2 985 il . 9N ARRIE: DK AT K4
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Table 1 The genotype distribution of different gene sites 1 rs12041331 {37 i A 25 {37 K X1 995 407 H ) L 2%
[n(%)] rs10306114 117 & . rs1695 v /5 G 55 v & [ #5747 kb
MAF B, 22 G E L (P>0.05) . L3 3,
H 8 31 ] 0 5
M SNPs o RDDR PR g 20 P 55 4 Gpllla PEARI .PTGSI .GSTPI F:IH 2 75 1
_ PLA1/A1 2 963(99.26) 4/
GPlla EST‘fé% PLAI/A2  21(0.70) 039 1.091 0.580 AR A ST BT =
PLA2/A2  1(0.03) TEAFY <60 % L FIAE =60 %/ ¢4l 2 0], GPIlla .
ctooaissy 9O 972(?2.56)) PEARI . PTGS1 HL IR U 0 45 {37 35 DRI 23 ) O A 22
PEARI " o GA  1486(49.78) 42.55 0.492 0.782 o N
(G>A) AA 527(1765) S G F = X (P>0.05) , GSTPI £ rs1695 i
osoerns AN 2982(9000) FUAE Y <60 27 4111 G A5 5k PRI 38 1 38 5 T4 0%
PTGSI ‘ AG 3(0.10)  0.05 0.000 1.000 - 4 Btz i
(a6 000,00} =60 &4, 22 A 5 i2EE X (P<0.05) . W4,
AA  2031(68.04) ARV
GSTPI (ri}féi AG  862(28.88) 17.52 0.000 1.000 3 g
GG 92(3.08)

1 : MAF Rk 2537 3 R 351 % (minor allele frequency ) o

222 AR M X N#E GP Il a, PEARI . PTGSI ,
GSTPI1 JEH Z BN

R E AR S HA XA GP I a.
PEARI .PTGSI F1 GSTPI £ 1814 22 5 , 155918
A7 55 rs12041331 37 /5 . rs10306114 117 15, . rs1695 {1/
A AN R R AE A [R) b DX ] R AR DI e
WP T M AR ) NHE o A 22 A gt
=X (P<0.05), W2,

22 25 W) it A% S iF 9 2R W, BT D DG AR B
L R R B ARG, AR 2 Bk T e S EOR
I i I =R 1 R A SR T [ P A X e ] DS
ARHRGCAH 5 56 PR 1 i 58 A 7 s 4 a9 40 e A1)
AL (R BT 9T 45 J e W] PEART BL K 4l 98 728 W
Ik FH BT ) DCAR S ke ot A i 2 v &2 1R IXUIS: , HLAS
[) B AN ] DX ) 35 TN 22 2 PR 0 A —
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F2 TEMRAFERBSMINE

Table 2 The genotype distribution of frequency in different regions

1s5918( % ) rs12041331(%) rs10306114.(%) rs1695( % )
o x PLA1  PLAI  PLA2
AL A2 A2 GG GA AA AA AG GG AA AG GG
DR 76.5 15.9 75 86.9 9.4 3.7 90.5 6.4 3.1 50.1 33.2 16.7
M 84.7 9.9 54 44.1 37.5 18.4 81.8 12.3 5.9 32.9 44.6 22.5
P I 86.7 7.2 6.1 57.6 27.4 15.0
PLTEM  89.0 6.5 4.5 65.0 27.3 7.7 93.4 6.6 0.0 22.9 50.7 26.4
ZKilE 99.4 0.6 0.0 36.8 42.0 21.2 74.5 15.6 9.9
Ll 99.3 0.7 0.0 33.4 48.1 18.5 99.96 0.04 0.0 66.7 30.3 2.9
P} 25.453 64.388 24.488 66.573
P 0.001 0.000 0.000 0.000
7 JE B T GnomAD U4 1% 1 WBBC K4z /4 .
#3 AR ZEEHERSHER (n(%)]
Table 3 The allele distribution between different sex groups (n(%)]
. Gpllla PEARI PTGS1 GSTP1
ZH 7
PLA1/A2+PLA2/A2  PLAI/Al GA+AA GG GA+GG AA GA+GG AA
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& 935 5(0.5) 930(99.5) 650(69.5)  285(30.5) 1(0.1)  934(99.9) 208(31.9) 637(68.1)
Palc] 0.412 2.550 0.000 0.001
P14 0.521 0.110 1.000 0.978
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Table 4 The allele distribution between different age groups [n(%) ]
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The delayed fracture healing predictive value of serum IGF-1, TNF- o combined with
miR-29b in elderly patients with traumatic fracture

GAO Chengyun', SHANG Xuya'*, ZHANG Zhiling', XIAO Ping’

(1. Department of Joint Trauma and Orthopedics, the Second Naval Hospital of the Southern Theater, Sanya,
Hainan, China, 572000; 2. Department of Orthopedics, Haikou Third People’s Hospital, Haikou, Hainan,
China, 571199)

[ABSTRACT] Objective To investigate the delayed fracture healing predictive value of serum insu-
lin like growth factor (IGF) - 1, tumor necrosis factor (TNF)- a combined with microribonucleic acid (miR )-
29b in elderly patients with traumatic fracture. Methods From June 2019 to June 2022, 66 elderly patients
with delayed fracture healing of traumatic fractures admitted to the Department of Joint Trauma and Orthope-
dics of the Second Naval Hospital of the Southern Warfare Zone were selected as the delayed group. And 60 el-
derly patients with normal fracture healing of traumatic fractures admitted at the same time were selected as the
normal group. The serum IGF-1, TNF- o and miR-29b levels at 1 week, 6 weeks and 12 weeks of fracture be-

tween the two groups were compared. The influence of serum IGF-1, TNF- a and miR-29b levels on delayed
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healing in elderly patients with traumatic fracture and the value of the 3 factors in predicting the delayed frac-
ture healing of traumatic fractures were analyzed. Results Comparison of serum IGF-1 levels of the same
groups showed that after fracture 1 week > 6 weeks > 12 weeks, while the comparison of serum TNF- « and
miR-29b level of the same groups showed that after fracture 1 week <6 weeks <12 weeks (delayed group: F=
873.772, 117.644, 180.857; normal group: F=961.553, 99.598, 315.154; P<0.001). The serum IGF-1 lev-
els in the delayed group after 1 week, 6 weeks, and 12 weeks of fracture were lower than those in the normal
group (7=13.666, 20.820, 13.973, P<0.001). And its serum TNF- « and miR-29b levels in the same time
were higher than those in the normal group (TNF-a: r=8.634, 8.757, 7.057; miR-29b: t=7.681, 10.583,
7.949; P<0.001). The results of logistic regression model analysis showed that the serum IGF-1 level at the
first week of fracture was a protective factor for delayed healing of traumatic fracture in the elderly, while the
serum TNF-a and miR-29b level at the same time were risk factors for delayed healing of elderly trauma heal-
ing in elderly patients (P<0.01). The ROC curve analysis results showed that the serum IGF-1, TNF-« and
MiR-29b levels at 1 week after fracture had high value in predicting delayed healing in elderly traumatic frac-
ture patients, among which the combination of the three had the best predictive value. Conclusion Serum IGF-1,
TNF-a and miR-29b levels are closely related to delayed healing in elderly patients with traumatic fractures.

Combined detection of the 3 factors can be used for early assessment of the risk of delayed healing in elderly

patients with traumatic fractures.

[KEY WORD | Insulin like growth factor-1; Tumor necrosis factor- a; Microribonucleic acid-29b;

Traumatic fracture ; Delayed fracture healing
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Table 1 Comparison of basic data and serum IGF-1 and
TNF-a and miR-29b level of the two groups [1n(%), (x+s) ]

FEA TR} HEIR Y] (n=66) IEH U (n=60) y/t{E PIH
5 0.007 0.931
% 39(59.09) 35(58.33)
L 27(40.91) 25(41.67)
A (%) 70.85+4.73 65.23£541  6.221 <0.001
B 0.041 0.998
Wb 16(24.24) 15(25.00)
Hethi 37(56.06) 34(56.67)
EAVE S 6(9.09) 5(8.33)
A5 7(10.61) 6(10.00)
LEE/IR YA 0.268 0.875
i 21(31.82) 19(31.67)
T 39(59.09) 37(61.67)
B 6(9.09) 4(6.67)
Al 0.112 0.737
EIEEg R =Eily 41(62.12) 39(65.00)
TR 25(37.88) 21(35.00)
B AO /31 0.188 0.910
AT 17(25.76) 15(25.00)
B %l 34(51.52) 33(55.00)
c#l 15(22.73) 12(20.00)
(Hngf nfL)? IGF-1 205.71£12.91  238.86x14.32 13.666 <0.001
('E"éﬁ 6 i IGF-1 313.85£18.78" 388.42+21.42" 20.820 <0.001
ng/mL)
f”ﬁ 12 J& IGF-1 342.17+25.61" 413.68+31.74" 13.973 <0.001
ng/mL)
Fid 873.772 961.553
PA <0.05 <0.05
ﬁgﬂ}ﬁ] TNF-a 2346£5.66  15.98£3.78  8.634 <0.001
('%L*ﬁ(’)%] TNF-oc 16.13+4.13"  10.48+2.95'  8.757 <0.001
ng/mL)
f’Lﬁ 12 J& TNF-a 11.76£3.12"°  8.25%2.37"  7.057 <0.001
ng/mL)
F1H 117.644 99.598
Pl <0.05 <0.05
(%;ﬁc}))ﬁ miR-29b 0.9120.09 0.78£0.10  7.681 <0.001
f’zﬁ.ﬁ)m miR-29b 0.79+0.17° 0.51+0.12°  10.583 <0.001
(%;?{C‘l)z JFAmiR295 () 4er013% 0335007 7.949 <0.001
FiA 180.857 315.154
PfA <0.05 <0.05
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Table 2 Analysis of influencing factors of delayed healing of traumatic fracture in the elderly

1 A% AR BIE SE 4 WALD {8 ORH 95% CI P1a
() <65.23=0,=65.23=1 0.122 0.229 0.284 1.130 0.721~1.770 0.302

B4 1 8 IGF-1 (ng/mL) <238.86=0,=238.86=1 -1.641 0.589 7.762 0.194 0.061~0.615 0.003
B4 6 J8 IGF-1 (ng/mL) <388.42=0,=388.42=1 -0.456 0.278 2.691 0.634 0.368~1.093 0.052
B 12 J& IGF-1 (ng/mL) <413.68=0,=413.68=1 -0.241 0.238 1.025 0.786 0.493~1.253 0.159
B4 1 8 TNF-a(ng/mL) <15.98=0,=15.98=1 1.455 0.342 18.100 4.284 2.192~8.376 <0.001
‘BT 6 Ji TNF-a (ng/mL) <10.48=0,>10.48=1 0.235 0.253 0.863 1.265 0.770~2.077 0.176
H 47 12 Ji TNF-a(ng/mL) <8.25=0,=8.25=1 0.118 0.214 0.304 1.125 0.740~1.712 0.291
YT 1 miR-29b(2*4) <0.78=0,=0.78=1 1.582 0.383 17.061 4.865 2.296~10.306 <0.001
BT 6 JE miR-29b(2%4) <0.51=0,=0.51=1 0.249 0.237 1.104 1.283 0.806~2.041 0.134
BT 12 JE miR-29b(244%) <0.33=0,>=0.33=1 0.126 0.229 0.303 1.134 0.724~1.777 0.291

%3 B 1AM IGF-1.TNF-a & miR-29b Tl & & 6l
B EEERASRRE
Table 3 Value of serum IGF-1 and TNF-a and miR-29b
level at Week 1 predicting the delayed fracture healing of

elderly patients with traumatic fracture

i AUC(95% CI) % Fe5E P
IGF-1(ng/mL)  0.954(0.917~0.992)  1.000 0.242  <0.001
TNF-a(ng/mL) 0.866(0.760~0.900)  0.750 0.803  <0.001
miR-29b(2**“)  0.830(0.760~0.900)  0.817 0.636  <0.001

=HBA 0.993(0.984~1.000)  1.000 0918  <0.001
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Effect of breviscapine combined with low molecular weight heparin calcium therapy on
the changes of ET -1, sTM and CEC levels in patients with progressive cerebral
infarction

ZHANG Jianli'*, ZHANG Xia*

(1. Medical Teaching and Research Office, Nanyang Road, the Second Affiliated Hospital of Zhengzhou
University, Zhengzhou, Henan, China, 450000; 2. Department of Neurology, Nanyang Road, the Second
Affiliated Hospital of Zhengzhou University , Zhengzhou, Henan, China, 450000)

[ABSTRACT] Objective To investigate the effect of breviscapine combined with low molecular
weight heparin calcium therapy on the changes of ET-1, sTM and CEC levels in progressive cerebral infarction.
Methods A total of 123 patients with progressive cerebral infarction who visited the Nanyang Road Campus of
the Second Affiliated Hospital of Zhengzhou University from June 2019 to December 2021 were selected, and
according to the treatment methods, they were divided into the control group (61 cases, treated with low
molecular weight heparin calcium) and the observation group (62 cases, breviscapine combined with low
molecular weight heparin calcium) , The levels of endothelin (ET-1), circulating endothelial cells (CEC) and
soluble thrombomodulin (sTM) between the two groups before treatment and after 14 days of treatment were
observed. National Institutes of Health Stroke Scale (NIHSS) and activities of daily living (ADL) , clinical
efficacy and adverse reactions were compared. Results The total effective rate of treatment in the observation
group was 96.77% , which was significantly higher than that in the control group (73.77%) , and the difference
was statistically significant (P<0.05). The serum levels of ET-1, sTM and CEC in the observation group were
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lower than those in the control group, and the difference was statistically significant (P<0.05). The NIHSS score

in the observation group was lower than that in the control group, and the ADL score was higher than that in the

control group, with statistical significance (P<0.05). The incidence of adverse reactions in the control group was

6.56% , which was slightly lower than that in the observation group, which was 9.68% , and there was no

statistical significance in the comparison of adverse reactions between the two groups (P>0.05). Conclusion

he treatment of breviscapine combined with low molecular weight heparin calcium in patients with progressive

cerebral infarction can reduce the levels of cerebrovascular ET-1, sTM and CEC, improve the neurological

function and daily living ability of patients, and has high safety, which is worthy of extensive clinical application.

[KEY WORDS ] Breviscapine; Low molecular weight heparin calcium; Progressive cerebral infarction
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XoF 32 Jre 1 A A5 A £ 4 P K 4 1T 4 IR -1 (Endothelin,
ET-1) ¥ N Kz 28 i (Circulating endothelial cells,
CEC) . Ifil. # 14 15 & H (Soluble thrombomodulin,
sTM) 7K AR R [ s i, BRARGE R

1 ARSI

1.1 — ek

FEHL 2019 4E 6 1 2 2021 4F 12 J W8] T A5
R2F 5 I = Be e FH 6 B DX a2 1Y 123 3] ik i
PERGATAE RS o WABRUE : DLk /i CT 5 MIR i
2 RIFESES, H & 12 h 5 Je kb b 2 oh fi ik ok
i PR A R i S B A N B, R B ]S4 7E 72 h
LN o QI R 5% Bt 58 38 35 5 B0 BE I ) AE % 15
Ho HEBRARUE: O EITFEF UIRE S & QM &)
REBLR & 5 GFi PN H I

T8 2 W AR I v T O Ok 43Skt R (61 191]
K5 F I ZE5I6 97 ) A EL 4L (62 B, kT 3546 KBk
GRS THFRAS ), Hodh st B 41 58 31 491, 4 30 f41],
IS 51~82 %, -4 h (67.7524.34) % o WAL
M 3261, 2 30 ], AE 4 51~81 &, AR Ny
(67.12+4.28) % . W4l — Mokt L3022 57 T4t
FREX(P>0.05) . AWML EERIZE ot

e, Z IR ERE LB A FES
1.2 Jrik

ABEJE , P2 B ST B 58 35 A0 S K 2 LI A
TR P T A A2 KT, AR 4R S 55 T 2 3 P i 240 R
710 I o1 1 (1WA S = T B N B S R g

Xif MR 4H 78 Al A Y b RIS B R i SR o T
REE S RN R AW A R A R, E 2
- H20060191, #L4% : 0.5 mL ) , 0.5 mg/¥X , 1 %/d,
L7 dR VIR 8RBT 2 1T R

N2 A X B A IR Y7 SE il bR KT S84 R T
SPW (RS IR 2L 2R A 254 PR =) 1 25 o
723020817, i : 2 mL: 5 mg) 50 mg+0.9% 4= Fi3h
TR B 250 mg #KIEE 1R, L7 d R 1Y
B BERIT 2 1T R
1.3 WELHE R

I FRITR  H 5 bR < IR S ARAE 9% 52
R TR B O G R AR AN 5 fiE IR S AARAE 34 d 2 i
TR TR EE 1~3 PR 2D 5 SR SRR B i oy
A S RER AR TC I 8 2407 R TE AR A 5 R S AARAIE
INE R A . @FIRITHT JAYT 14 d 43 HER U R
23 JE KA 5 mL, i FH B D ALLAE 2488 8 em, 3
000 r/min 73 85 L% , 10 min J5HUCE o SR TS 00%
AIHTIEDIAE ET-1 7K, 50 & [ 1 L 1 4 1l g
Yy TR B A R 3 2040 i { (32 [E Beckman
-Coulter 23 7 , 85 . EPICS-XL I MCL) €% 0.9
wL CEC 41, 2K ELISA A sTM ZKSF- | K6 5
A AR & U T . OWERALIR YT
AT JAYY 14 d J5 1438 [ [E 57 DA B A< 3% (Nation-
al Institute of Health Stroke Scale, NIHSS) ™ #1 H &
H: 15 35 3 BE /7 (Activities of daily living, ADL) ',
DA RS ALAE - S 22 B i b
1.4 GEiteFrik

K HI SPSS 22.0 Geit A AL, T8 BB DA
(% £5)FR AT e K50 THECFORL L n (%) #EA T4 A
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1T K5 L P<0.05 Ron 225 HA SR E X
2 #R

21 WA IRIT R
SELLIAYT A BCR K 96.77% , W 5k i T4 R
N 73.77% , ZFA BT E X (P<0.05), W1,
2.2 WYL ET-1.sTM & CEC /K- Heds
RIT )G, B4 I T ET-1 . sTM & CEC /K F

i TR 7 A, HOWEL 41 1fiL i ET-1.sTM J CEC
KM TXA, ZRA5iF%2E X (P<
0.05), W32,
2.3 4] NIHSS ¥4 F1 ADL #¥-55 b4

IGIT I, W4 NIHSS P40 TR Y7 Hi  ADL 3
A3 TIRIT T, HOWEEZH NIHSS PF/MIE T XF R4 |
ADL PF4r ¥ T X IR, 2 38 it 2r i L (P<
0.05). W33,

&1 MWAIRKTREEE (0(%) ]

Table 1 comparison of clinical efficacy between the two groups [n(%) |

215 n LA A I i biivig JoAE 1k E1L BARCE
X 2L 61 25(40.98) 9(14.75) 11(18.04) 16(26.23) 0(0.00) 45(73.77)
WAL 62 33(53.23) 19(30.65) 8(12.89) 2(3.23) 0(0.00) 60(96.77)

P 13.025

P{H 0.000

%2 FAME ET-1.sTM & CEC K FELE (x+5)

Table 2 comparison of serum ET-1, sTM and CEC levels between the two groups (x+s)

- ET-1(pg/mL) sTM (ng/mL) CEC(1~/0.9 wL)
Ao n — - = - A -
AT WIT A RITH WITIE TRITH WRIT A
XT IR 4 61 165.28+7.64 137.25+5.87 33.92+5.47 26.74+4.85° 7.96+1.34 6.03+0.75"
PR 24| 62 165.82+7.63 114.77+5.62" 33.25+5.38 22.75+4.62" 7.85+1.42 4.62+0.71°
18 0.392 21.697 0.685 4.672 0.442 10.709
P 0.696 0.000 0.495 0.000 0.660 0.000
T SRR R, P<0.05,
®3 THLANIHSS 4 ADL 4 L3 (43,7 +s) NN
3 iTig

Table 3 Comparison of NIHSS score and ADL score

between the two groups (score,x+s)

3 NIHSS 43 ADL ¥4}
ZH 5 n N . N N . N
RITH TR fIT R fIT IR

SR 61 24.75%2.74 13.25#3.74° 35.84+5.62 72.08+6.74°

WML 62 24.51+2.73  7.2622.52" 35.48+5.43 87.25+6.78"
t{l 0.487 10.432 0.361 12.443
P{H 0.627 0.000 0.719 0.000

VE: SIRALTRTF T LA, P<0.05.

2.4 PIAA R HAK
Xt R AN RSN 2R ON 6.56% , AR ZH AN
SN KM A4 9.68% , FTLHAS RS HUH 22 53 JE 4t
HE X (P>0.05), WLk 4.
F4 MAFRRMLILE [2(%) ]
Table 4 Comparison of adverse reactions between the two

groups [1n(%) ]

2 5] n P Wy Bimia )y BRAR
YR 61 1(1.64) 1(1.64) 2(3.28) 4(6.56)
WEH 62 2(3.23) 1(1.61) 3(4.84) 6(9.68)

71E 0.401

P1E 0.527

PEJEAE BRAESE T 1 B Bl ik ok A B A k3l ik
B I Sl bk 2R LR B B P TR AR, 7E A 6 h
2 50 o 22 T R kA0 R R S B b S e R AT T
H R OOE AR R I K A A T T
PEFTAROGIR YT, BRARSE R PR 3%, 5 AT AL I L B
YU LT LA K PR 47 288 245 -4 i a2 Jo P8 I 1 A
AL

ULAFR , B PR A HOR B9 AN W A e ok bl 22
AT 58 UE B A BT BE IR T AT LAB IR RESE S R
AR o 8 JHF 2 80 6 il R R AR S R A
%, BA - T/ Wl A AT e R
JO7 AT TN SR A, AT A PR LTV, B i I PN R 2
4 E I A A T A4 ] 58 1t ik % Wl A DA 7 i A
SER)ERAR 2591 o AT % A6 3R BE IO N R0 3, 1
IR L 9, B e L 5 B e 5, A
ML/ AR 30 A7 55 5 8 400 o) 1t A5 P € i A
e LT 00 T D AE , DA I8 10 28 2ob JE2 AR, A6
SR ML AR , A F FHISE XA S REIR
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Fe 5 v, ml LRI 2] sMT FH 5 . CEC Al M
SR AL R BRI O MG I I A AR, 24 B Ak
FABR O T , S8 E I A7 7 & CEC, 440 T
PR, CEC %t B i F155 , CEC y H HTREUS7ETE
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5 A AL A 1 D, 5 00 2 S LA A 32 AR 2
A, R LA e R M A A L Y ET-1 Akl
BN, 15 A T LU T 1 E . AT S
IR, Z3RIT R WAL ET-1 .sTM & CEC 7K
AT R, HRBKH I IRI T AL 70% 254 et 2
90% V) I, BB T S5 AL R BRI T IF R S RE A5
A MRS N B AT, DB R A I S, 5 Xt
FHE MRS SRl FER P AT AR 5K F IR
5 BE IR D ik 20 2N AR ) P SR A A, TS I YRORS R
JE AR MR 2, IS A SR, AT AR 4
0 2L PRI i 480 280 5 KT 2 A6 25 RERS I IR i R Ak
SN, AR T b G 1A 3% AT A 1t A BEL T, g A 1,
it VAR A E T ik £ 2P A A A L K e
Koo HAFZRES S5IT 38 R W VERPLHIARLL, nTks
AT S IMATT BRI RS T8, 59— Jr i &,
WL NIHSS PEAMIKF X BE 4L  ADL 50 ¥ 8 F
XL PR AT S AL R B G IR T I RS Re i R &2
HE VR IR AE R R 22 T RE , s R H R ARG
AeJ7, SR RAE RS 4 A — B, HAETRYT W)
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%, DAL b 245 00 FH ELA A e i 28 2
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B A AR AT I R 536 7 RE R AR 11145 ET-1.sTM
J CEC /K-, i35 - A ph e Dise I B W A= T B
HEA B e e AR Z
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W FEFLIG I A IR L fE £ 2 WA bk th sk g
GAS-17 .MTL & SS (135500

L &N kKA

(# ZE] B ERAE T EFLIRITS I &4 B # ki ok 88 85 W %R -17(GAS-17) |
B3l (MTL) B A KA (SS) M5 . Ak 4 2019 4F 3 F % 2022 4F 4 J A6 A 55 1 22 Be
R 11 84 1 JFFRE Ak A £ ' RG A Dk oft 5 SR 3 AR IR YT Ok A o BRZH (B R = IR IR YT, n=41) WL
A1 (R HRZH FERE - IEAT N BE N FL, n=43) o X ELI4L i3 KT (2455 GAS-17 .MTL .SS) J74% i R
b O I8 | 1k 10 B 18] A% g A ) B 300 408 0 36 ) RO R R AE NG . B8R IRYT R R4 GAS-17,
MTL /KA F X FR AL, SS /K & F X IR AL, 22 5 A Gtk 22 2 L (P<0.05) 5 WAL 4G I7 B A 8% 5
88.37% , W1k 5 T X IR (70.73% ) , 25 A Geit 228 L (P<0.05) 5 WS A i il k30 300 743 o) i 38 359 1% X
R, HL b ot BsF [ B B ) 35 0 ) R, 25 5 G248 L (P<0.05) s AR R & AL 9.30% , B 2
fICF X IR AL 1Y) 26.83% , 22 A Gt 2# & L (P<0.05) . 4518 W FEFLIRITRESCE AL &8 BT
T Ik gk £ 3 T IR S DR BELRT I 37 , 22 4 M o L (AR I PR T2 I

[k8iR] W FELIRT L4 5 kiisk ; GAS-17; MTL; SS

Effect of endoscopic band ligation on GAS-17, MTL and somatostatin in patients with

liver cirrhosis and esophageal and gastric varices
LU Di, GAO Yang, ZHANG Li*
(Department of Gastroenterology, Shijingshan Hospital,, Beijing, China, 100040)

[ABSTRACT] Objective To investigate the effects of endoscopic band ligation on gastrin-17 (GAS-
17) , motilin (MTL) and somatostatin (SS) in patients with liver cirrhosis and esophagogastric varices.
Methods 84 patients with liver cirrhosis and esophagogastric varices admitted to Beijing Shijingshan Hospital
from March 2019 and April 2022 were selected, and according to the treatment methods, they were divided into
the control group (modified sandwich treatment, n=41) and the observation group (the control group
underwent endoscopic band ligation on the basis of the control group, n=43). The levels of gastrointestinal
hormones (GAS-17, MTL, SS), curative effects, clinical indicators (blood transfusion volume, hemostasis
time, hospitalization time and recent re - bleeding rate) and complications between the two groups were
compared. Results  After treatment, the levels of GAS-17 and MTL in the observation group were lower than
those in the control group, while the level of SS was higher than that in the control group, and the difference
was statistically significant (P<0.05). The total effective rate in the observation group was 88.37% , which was
significantly higher than that in the control group (70.73% ), and the difference was statistically significant (P<
0.05). The bleeding transfusion volume and recent re-bleeding rate in the observation group were lower than
those in the control group, and the hemostasis time and hospital stay in the observation group were shorter than
those in the control group, and the difference was statistically significant (P<0.05). The total incidence in the

observation group was 9.30% , which was significantly lower than that in the control group (26.83% ), and the

KA A AT AR KR E R4 (2019-2-254)
Ve 4% LR T G ol B BRI AL AR, L 100040
*EAEHEE KA, E-mail : irobru2019@163.com
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difference was statistically significant (P<0.05). Conclusion

Endoscopic band ligation can improve the

gastrointestinal status of patients with liver cirrhosis and esophagogastric varices, and quickly block the blood

flow, and has high safety, which is worthy of extensive clinical application.

[KEY WORDS |
MTL; SS

P T PR A s 2 T I 2 21 S o 2 {8 i
JRR 3R] DK St oK, S R B IR ikl
7K 1% 24t 1fi. (Esophageal Gastric Varices Bleeding,
EGVB) iy 44" o IFREAL P EGVB B &, i 1is
R TGH W oy AR T, i BB E ST RS
S URE IR R DA AL EGVB B E w Y
BIT T EZ — AHHBCR A A —E KU, T
R = BRAETEAL Gein T 1Y BE Al T Ty 5 4y
REERE, 2B T ok i E B T IR T AL
R R A R I R EGVB B N
RHLREZ 40 S 3 H B e 2 0L, B2 & TR YT A
o TMiZE 5 455 R 58 EGVB YR YT J7 1A B 4 1
BT B FLIR 7 BE P B W i U, e A PR
o RTUE L HEW B TS BB Bk R = IA
BARIT REA ARG I RBCR . HOR SCHESE PR 7
IEIRGIRYT X EGVB [ # H i % -17 (Biotin Gas-
trin, GAS-17) . H 31 & (Motilin, MTL ) J& A4 K #1 %
(Somatostatin, SS) 52, fRIE LT o

1 RS

1.1 — ek

PEPE 2010 4F 3 H & 2022 4F 4 A AL 5t i A 5
Ly B BE ST Y 84 191 RS 10 A 45 1 IR Ik it sk £
B ORIATT Bk B o o A (R =R
BARIT , n=41) WELLH (6 BRLH SEmE B EfT BT R
EFL,n=43) . WEHF 28 #l, L 15 Hi] , 4 i 24~
67 %, FHAFEIS (46.21£13.76) % ; X R4 5 29 {4]
12 ], RS 21~66 %, T B AE S (46.57+13.74)
4. MR L 22 R RS R L (P>0.05)
B, ARSI E RS ZEET ., B
WERROEEAEFREA.

o AFRUE - OFF A CFFE AL 7K B2 A 565 A
HIZYT 5 EE ) O RS AL AR SCHE b , IT 112 0 A AL
B QA (- RE AL 15 £ A8 H Dk i ot A2 i 1 i B
RHET) TS Wi EITEIS M IR IL AR B R R
Jok itk s @4 T I AL 2 AR R 2 Dk A &
PR AR A AE X I SR SR RIS T R =

Endoscopic band ligation; Liver cirrhosis with esophagogastric varices; GAS-17;

WG IR YT B @ X SR | 1% FH e T i B0 R
B DI Ak TCIH AL IE i A8 5 HEBR AR I
O I HIBG R H ; QB IHEEMRE B QAF s
WHEF T R = BRIEIRYT 4 s W FLI sl AT R 1 101
7 O I E BN YRR A s @BEA T Tk
Wit st i s OB Rt T B R H AR
12 ik

XFREAH AT R R = BIR IR YT, R ATE B
HORERAZ R G SR 20 BRA A,
] 24 Mt 7 H37023719 ) % H A S 3F 47 JBR I, F-Ks
BB (e FR (RO A R A AR
20173223192) & A & B Mg 18 B w5 bk it ok i
B A (R EAE AR BT ) B S A,
2 B AR o e A B 3 il gk B AR R
PEET 5 KU IR 3 mL 58 A 5 SV (e 7 K 52
254 BR 2N 7, [ 245 7 H20080445) 0.5 mL FE ]
e CT™ M A = B KA RS A, B4
20133651987) .3 mL SRR SR 10U 4 78
TS, VG RS PR A oK R 5 R AT
AEFE AR I, WP EA T e 22 U T, 2 it
SRR OE AR 1, I6YT L EE TR A

WEEA  AE e R = IR R IT S B T N
TEFLIAYT , TR B S 5 5 LSS ER N L
PR 7S 3% i DR FL AR [ 5e 9 (A6 50 ) A BR A
), B v 200732213701 [ 14 IR 4B I 25 it ok
KON T A EEFLNAE , B EFLAREE 1~2 em,
BRA R ER K LB FL 4 A4 4 B Rl — 7K F T L
AP B DA R EEFL A, By 1k S5 S B A ¥
] B 3 B R B LA RS 8L BT — s
PR T 15 A A ik it 5k A 0 o
1.3 WEFE R
1.3.1 PILIRYT TG B AR E KR

S AEIRTT I RRIT 1 R RERE SE T
SR K L 5 mL, 5.0 (3 200 r/min, 10 min, 2.0
8 cm) 5 , BUML 35 & -60CHEE N R 17 . KH
S SR A AT A (bt AR R A IR SRR
], R B 7 20153400681 ) B A 32 5 &0 1L 3 A
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GAS-17 MTL . SS /K- V-4 kA , Fr A 150 & 1
DR VD 58 A= PR A R R PR AL 7oA i e 4
YEVER AT,
1.3.2 PILLIRYT A BCRXT LT

FR A T Y VK e R £ 4 15 N ok ot o o i iy o
BRI S5 IR97 ) Y R A, OB bk il 5k
ST 0 B DK i I T 2 i P E R R AR O iR
FE 5 A8 B w DK i g R R el P B R AR R
TG hy b B 5 O B R K il ik 8 B I ek
o QH RSk gk R 0 W DK DR G N
R AR, HL4R /N BEAE 50% LA L5 A 8% bk
BRI  E V N EE R (B R Y 5 S
HEIL 50% ; JCEL VARTT A8 JE AR L, £ KA
PR I HE ARG |, o 5 RS R WL AP . 3R
7 A = IR B+ A AR50 1 A B ] <
100% o o B A0 - 78 Dk il 7k 2 IC # Iik
5K 2 SRy S5 5 AT R A K i 5K % 1 IS R K
i 5K RO A R WAL BTORL : B Rkt gk
i RS bk ke BRGS0 0 5E R TG RK
1.3.3  W4LIEIRTEIRXT

Xof R8I b R R] A B ) B 30
MR PR T A, e s AR TR G A v it

1B 1R < TC I Sl L, A B AR BE B
B8] : ABETRIT 2 H B2 K5 H BEdE A5 ¢ 1k i sy,
HAUARIRSTRE S TIERE"
1.3.4 WL IFLAEXT L

TBYT 6 A 5 R PIAL FAE EA T BRI RE T, % R
I A I R A I A O R
HATIE SR
1.4 SBEit2Frik

K F1 SPSS 27.0 St 1 2% #4443 B B L 1 &=
PERER A (2 25) BIE AR L] FRBCR T e A 50
TECTERLER H n (%) Feom , 4R LR H 2 46 56 5
BILL P<0.05 A2 7 BA G5 L

2 R

21 PHEHHEKT LR

VAT JG M B2 40 GAS-17 .MTL 7K - AIK F % 18
41, SS K- T XA, 2R A G e E L (p<
0.05), WLFE1,
2.2 WAIRITHRBCR ILE

WELLIGTT AU 23 W), A3URE 1501, 5
X REZH LA, HIRYT B RORIE 88.37% , B i = T x)
HA21(70.73%) , 2R A G E X (P<0.05), WF2,

&1 WZHGAS-17.MTL.SS KFLLE (x+s)
Table 1 Comparison of GAS-17, MTL and SS levels between the two groups (x+s)

. . GAS-17(ng/L) MTL(ng/L) SS (ng/L)

) YR A BT A bEY () BT A JRYTHT BT A
WL 43 120.51+8.67 74.31%6.50" 321.40£20.57 213.60£10.72" 14.47+3.26 18.23+1.41°
X HE 21 41 121.03+8.44 79.62+7.13" 320.96+2.73 247.91%12.74 14.963.14 16.72+1.87°

tHE 0.278 3.570 13.379 0.701 4.191

P1H 0.781 0.001 <0.001 0.485 <0.001

T SRR AT H AL, *P<0.05.

F2 MARTAERELE (2(%)]
Table 2 Comparison of treatment effectiveness between the

two groups [1n(%) ]

®3 WMAIRKERILE [(x£5),n(%) ]
Table 3 Comparison of clinical indicators between the two

groups [ (xs5),n(%) ]

Ml n Ak AR oAk JEVER &
WL 43 23(53.49) 15(34.88) 5(11.63) 38(88.37)
XARAL 41 18(43.90) 11(26.83) 12(29.27) 29(70.73)

Palc} 4.046

P1E 0.044

2.3 PG IRTE bR L3

NLEE 2 B I+ 30T 300 T 4 3R AR T X HEA
g it B R AR B B B 2 X IR A, 25 S A Gt
FE L (P<0.05), WF3,

A n i O, Ak EBERE T
(mL) (h) (d) M2 (%)
WMELLH 43 314.78+115.65 8.11+£3.40 11.28+2.35 5(11.63)
XTHRZH 41 369.83+£134.91 13.37+4.05 17.21+3.14  14(34.15)
PALE 2.011 6.458 9.830 6.081
PAH 0.048 <0.001 <0.001 0.014

2.4 HITAIEHR
NELH e Mg R B I A 0 ) S
TR IR BRI 2R 9.30% , B BAFX)

HEZHIY) 26.83%, 22 A Gt T2F L (P<0.05) . W3R 4,
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®4 WMAHFLELE (2(%) ]
Table 4 Comparison of complications between the two
groups [n(%) |
4 no &G kR L mEMM MR SOFkER

WELLH 43 1(2.33) 1(2.33) 2(4.65) 0(0.00) 0(0.00) 4(9.30)
XFARZH 41 2(4.88) 3(7.32) 3(7.32) 2(4.88) 1(2.44)11(26.83)

71 4.396
P{E 0.036
3 itig

Pt FERFITIRGE , B0 EGVB 2 i ki 24 1y
MR ZEEZ , 20— RTT F-BofE LUV X 2 22 (1495
PRI O, I RRAE R B 5 TR R 1 K B9 2
H WO B BN TR ARGYT IR B T &
FLERIT TR W EGVB J B A I B Y 1R MR .

XtF EGVB &1 5 , WL ) 58 52 16t S
J 8 2R 1 3 0 S A R O B i A — R R
Wi, 1 GAS-17 .MTL . SS &% LAY E i, Hh
GAS-17 B B 50 W, % BRI A K S B B 11 41
WG EFEVER . MTL F2 4045 T/ | et ik
B W K LR I8 o AR A ORISR K
BE, MTL 34 7] 5| 2 5 i 38 7 1 JULZT 4 i 20 i 4 .
SS AEA M ] R B S Wb, v/ BT I 9 A
JE A4 45 B 5E 26 B, EGVB B % GAS-17 \MTL
K-S0 T, H S D se ZE AL E — 20 il B R
H bk o A SCHEGE &I, IR 9T 5 WLEE 41 GAS-17,
MTL /KA T %t BB 2H , SS /K i T % BR 41, [] 0k
LIRS IR AR A o BT AT, EGVB B 3
JHF 20 2L 2 Ak, BELAS S W 33 0 AP, 53K
PR EH RIS ¥ A I N GAS- 17,
MTL KT . e R =Rk A e FEHLIG
7, e xR Sk sk wE KR A T B SRS AL BE A AE K
SRE B 5 A R PN R ) A s D R ARG A S A B
F14) XL 38 R, 24 T A3 S o i 3 AL ] BsF e
B B W K G 38, B0 D 40 A R i SS 1
hn, BEAK GAS-17 MTL K ~F-, i SS.GAS-17 .MTL
TR AR ok BB IE — 20 (R E B R BB &, S R
(AR A3 b, Uk 1 K I oS P R 3R, A R A AR
U HE I RS o 53 A ASAIE 9T 25 R S s LA 2
I /D F X B, b iR A g s ] 25 4
MR WA A AT A ORI I = TXTRE AL, 5
AN FEARSF o WA ST R B, R A I vl Al
i QIIRES A N E A S N B4 e I € X VA
e FE 1) A B g, 1 — 20 I KT T i A 2

(0 JRBSE o T HEA T LT BB AhE G S 0 A4 JE 1)
A HETT R IR AR o [ e 4L 1 PR R
T 2GR AE T 3R L i OR v H = i
R VR, 55—, AR SCHEIR YT 6 1 H Ja Xt 84
Il EGVB 35 AT IRER Bl VT & L, & N B T £ 4L
TRYT B BB T I T R R e A R R B
I A 25 M SR A5 AER T X B 2 R B 0 K A R
1135 26.83% , HAT 1 B IR GE 34.15% . 45 R[]
Mariana | ¥ B 76 25 " B 5T g5 AR . e A LR
PRI RE R, W28 A R KR R T e & 3L
o B BRK e RE N IR i SR N EHLIRIT B G
B MRS vk D M 25 A 19 A IR BB 2% A
EGVB B E MUK R AE S B, {2 ALK &, B ARl
(ERRIELIA 8

Zi LTIk, WBE N E4LIR YT RE B 0 A
fEArE B8 B G ER Ik il 5k A8 3 R Be A AL
T ot 3 R L Ot (A2 N o

5% Lk

(V] XUSEA, %556, B . 20208 1k T S0 &4 1 s i ik il
Sl 4 i T AT [T ] AR AL A A2YT L 2021, 26
(5) :620-624.

(2] MBI, TAER WM, 4. BT HB 5 I s bk ie ZE AR A
57 FRE Ak A - 11 1) i TT 1 02048 B RS Mk ot 3¢ 1 i SR
B ATIEEE [T, P E SRR, 2020,23(5) : 547-552.
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S e B A B i Dy b s 222 BT 9 Y 1~ 55 PG S S e ) 1
% E-cadherin . CA125 . HE4 1) 52

(& E] B HITEEER S IS 228657 F 5 P S RE SO L7 45 25 3 ) E (B-cad-
herin) BEZEPU 125(CA125) A B E H (HEA) FEW . 7735 SRICH AR B R4 Lo th 28 ix e
BE 2020 4F 2 H % 2022 4 5 2 Wik F 5 WIS A0IE (B3 126 GIVERF S X 4, iR IEIRIT I 240 S vt R4
(M B3 T F B P S 00 92 h RUBR A ) 61 1), SEE 20 (M s 5 I " A I 7 8 b 381 Bk AR + 3t it 22 ) 65
161 5t L P 4L 1 RS0 | 1L 3% E-cadherin . CA125 \HE4 /K- | L35 48 P4 R 57K 7 L8 SRZE A T--o (TNF-at)
AL R -1B (IL-18) THE R -y (INF-y) | I IT40 [ S AL SEBIT 731 (VAS) | R R RO B AT iR
FRAGED ., &R NI RIT %03 (50.81% ) I8 F WA AL I IR IT 50K (69.23% ) , 2 FH G it X
(P<0.05) ; A7 J5 Wi 2H IfL 7 E-cadherin , CA125 \HEA ¥JR#A%, HOZE4LIE T X B4, 2 A Gt 2r i X
(P<0.05) ;1AY7 I P2 TNF-a IL-1B \INF-y BJREAIC, FOUMAR AR T X M4, 2 30 il 5 L (P<0.05) ;
TRITIE PIAL R 20 MRS VAS TR HIREAIG , W SR LMK T4 IR, 22 S+ Si i 2478 X (P<0.05) ;
S BEZH R B2 % 2R R (22.95% ) 1o T WA 4 (9.23% ) , 22 A Ge 247 L (P<0.05) ; 25 1 4RI Bt s, Lg%
AT IR AL F 3w TR, = M E kR ILT R IRA, 2 R A G %2 L (P<0.05), &it
I B AR i 4 e 2 Xt D RS 7 AT RICR B 3, A R TR AIK ML 7 E-cadherin .CA125 \HE4
IR, BEHE— A R AR 5 A RN AE B (ARG R

[E@IA] FEHNBERAE; MEHA ; HJE42E ; E-cadherin; CA125; HE4

Effects of adjuvant treatment with didroxyprogesterone on serum E -cadherin, CA125

and HE4 in patients with endometriosis after laparoscopic surgery

ZHAO Qing*, TANG Ping, LI Shuang

(Department of Operating Room, Beijing Shijitan Hospital, Capital Medical University, Beijing, China,
100038)

[ABSTRACT] Objective To investigate the effect of the adjuvant therapy of didroxyprogesterone on
endometriosis after laparoscopic surgery and its effect on serum E-cadherin, carbohydrate antigen 125 (CA125)
and human epididymis protein 4 (HE4). Methods 126 patients with endometriosis diagnosed by Beijing
Shijitan Hospital affiliated to Capital Medical University from February 2020 to May 2022 were selected as the
study subjects. According to the treatment method, they were divided into the control group (laparoscopic
endometrial cystectomy) with 61 cases, and the observation group (laparoscopic endometrial cystectomy +
didrogesterone) with 65 cases. The clinical effect, serum E-cadherin, CA125, HE4 levels, serum inflammatory
factor levels [ tumor necrosis factor-a (TNF-a), interleukin-1p (IL-1B), interferon-y (INF-vy) were compared
between the two groups) ]. Pain score [refer to visual analog scale (VAS) ], adverse reactions, pregnancy and
recurrence were compared between the two groups. Results The clinical treatment efficiency in the control

group (50.81% ) was significantly lower than that in the observation group (69.23% ) (P<0.05). After

KA R AR T A RS R4 (2020-C13)
A A HEHAREH BT ELIZEER T RE, T 100038
“BAZAEH AR, E-mail : zq111888111@163.com

%
2t
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treatment, the serum E-cadherin, CA125 and HE4 in the two groups decreased, and the observation group was

lower than the control group, the difference was statistically significant (P<0.05). After treatment, TNF-«, IL-1§3,

and INF-v in both groups decreased, and the observation group was lower than the control group, the difference

was statistically significant (P<0.05). After treatment, the VAS scores of lower abdominal pain, dysmenorrhea

and sexual intercourse pain in the two groups decreased, and the difference was statistically significant (P<

0.05). The incidence of adverse reactions in the control group (22.95%) was significantly higher than that in the

observation group (9.23% ) (P<0.05). After one-year follow-up, the pregnancy rate and fertility rate in the

observation group were higher than those in the control group, and the abortion rate and recurrence rate were

lower than those in the control group, the difference was statistically significant (P<0.05). Conclusion Post-

laparoscopic adjuvant dydrogesterone has a significant effect on the treatment of endometriosis, which is

beneficial to reduce serum E - cadherin, CA125 and HE4 levels, and can further protect the postoperative

pregnancy rate and fertility rate, which is worthy of clinical promotion.
[KEY WORDS] Endometriosis; Laparoscopy ; Dydrogesterone ; E-cadherin; CA125; HE4

T5 PN 5357 5iE (Endometriosis , EMs ) &2 Ifi &
WL IORNER , 2 W T AE T FE Rk, T EMN
HIAN BN, 4828 )5 SeAnm kb i =40 1B 40, I4E
ok EMs K R 2 W F It H 40% 85 A A4 B
S EE N AT R, A RN R
TSR AR, &8 43 f8 2 To AR, H L v 4 2 R
1 E (E-cadherin) | #% 2& $T J&L 125 (Carbohydrate,
CA125) . A Fff 22 25 11 (Humanepididymisprotein4.,
HE4 ) 7K -5 5 L n] 52 EMs (1) & 4R & . I
PR 38 2o 8 5 T ARIARYT EMs. AT ARG R I,
BAPRAR A NG s B T AME LAV B kb, ELR B 305
RS2 RIT SR R4S R , i E B B R I A
YNRYT AT BRI A% A 48 THCE TS . EMs
S — PP VR M T b e 2 B RS TR YT
2 IRV AT ZR G R A N TR TR A
SRR . AT B TER SR B J5 B 1
HbJe 2R R T B N RS LA B ASCR , DA KON I
E-cadherin .CA125 HEA FY 5200, HGE Q1 .

1 ABESHE

11—k

TE IR AP B2 B2 B A mt i 40 25 R e 2020
42 A 2 2022 4F 5 A2 Wb 15 IR ALE B
126 BIFE R AR5 X 52, A4 1Ay 77 XA [R] 43
S BRZ (R s B N 15 NS 1 2 i R BR R ) 61
i, WS (JE I B8 T 7 A B S5 A7 8 ek 381 B AR +
HbJE 221 ) 65 5] 5 Ho ot BRAL AR S 21~48 %7, -3
TR (33.22+1.76) % 5 it 1~5 4F B0 i (2.24+
0.46)4F s A & 1E% 29 ], A 22 5% 32 {91 ; M54
AR 0 20~47 % SFIAERS (33.42+1.89) % s R R 1~7

AR (2.4520.16)4F 5 H £0E % 33 4, H 4
S 32, PR — MG RGOk B 22 A
BH T2 L (P>0.05) . AW LB 2# e
et Z I E OB IR E

ABRAE : OIE R TR HE s QBF R AT R 5T
A CF B N B SEALAE I RI2 W FE T7 )2 W b
WS QXA TR A IE BT AR B FE 1 5 HERR b off
O A 0 il 105 D 868 10 ) RE S 5 @ BEBE IR IR
s X IR AW B s @ 6 4 H AR IR
RERAY); QBAK AT @B A NSRS
P s ORI s FLI 0 2
1.2 ik

XL AT IE IR 55N 8 P R SR 6 5 b ) B
AR AR 3 K58 % Wi K BHIE AR RIHERS, R E
O RIS BC R & AR S S A Ak
LSBT TR TEME I B (BT H BB 97 4
WA R 7, Wb v 20152020085) T B 425 86 Pk
S B A B b A, FH R A B O SRR B 4 /N
b, o o R R R KRR B M A IR AR, TR
S5 o A= BRER K T R B 251 B0 A R &
[ 21/ 5 H20103742) ) B2 0Pk B B PR IGE 5%

SRERZH AE X HEZH At E i U 42 () 5% : Ab-
bott Healthcare Products B.V., 3 1 25 S 1B WHIE S -
H2013110) Tz, 10 mg/k, 2 /d, 6T 7R 61~ H .
1.3 WEHER
1.3.1  PALIEIRECR XS L

ST ROTA bR ES BRAH DG SCR ™ . WAL AT
I P R R 28 5 I ARE IR T 2K, A b A A T PH M
IRAFE K B M A BRI R B B T
I R 20 S I AR IR AT BT A e, IR A G
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A S PH AR AE K B R 2 A s F s A BB
N5 TEREC: e AR SE IR FIMAAE TC 3%, B AR &2 A s 75
IR TC AR A, B R Z RN
1.3.2  [fiL}# E-cadherin .CA125 .HE4 %} L.

KA M BAR AT G B 25 08 W R BUER 3
mL # K I, £ FH B0 4% 3k 3 000 r/min (15 min,
BLDAAR R 10 em) BLOMLIEAT B0 R IRV,
IFTCE T —40CUKFE TR 25 FH o >R FH g EK 0 73 W
fft ¥ (Enzyme-linked immunosorbent assay , ELISA )
W % 135 4% %6 % 11 E (E-cadherin) BE2EH0 R 125
(Carbohydrate125,CA125) . AFff =22 14 (Humanep-
ididymisprotein4 , HE4) , E-cadherin ) 1E % 8 [ .
0.1~0.2 peg/L; CA125 9 1E ¥ {5 [# : <35 U/mL ; HE4
Y 1E 5 Y8l 0~70 pg/mL™®,
1.3.3  PHALIMIE AR A F 7K

KA MBAR AT G B 25 0 W R BUE 3
mL # K I, 8 B 250 % 3l 3 000 r/min (15 min,
B0 N 10 em) BODALEETTES ORI,
JFHCE T 40 COkFH A A . R T ELISA 3&l
ML 3G RAE -, G148 - R 55 88 ¥ -a (Tumor ne-
crosis factor, TNF-a) | [ 41 fifi /1 % - 18 (Interleukin-
18,IL-1B) . T4 & -y (interferongamma, INF-y) ,
TNF-o 1% {8 :3.72 ~ 15.11 ng/mL; IL-1B 1% {5
[l : 1~40 pg/mL; INF-y 1E# {5 [l : 1.21~5.51 pg/L'™
1.3.4 PRI % b

Z: WA 58 45 HUL T 43 72 (Visual analogue scale,
VAS) “IPAL B E TN IR R 2 MBS 1K R R
FE 438 10 43,0 3 R TCH L 10 43 R e, 43 B0k
SR 3 E
1.3.5 WA R XL

AN RS AR G i A R ARG
1.3.6 AU IRFNE A AG BN L

AN A5y DT 3 A BT R
6] 2022 4F-8 A 30 H . HLAPIZ UL IRZEAIG ™ 2 LA
R AE R KR RAME BRI, B PR

WU IR A R 4, Bl s Ak
1.4 GileFJrik

AT 7T (8 FH SPSS 25.0 43471 Ab BUBCHE | 114 ¢
BHH (2 s) 7R, PIALIE] FAE ) ¢ K2 565 DA (%) 2w
THECTORE, PALTE] LL B 2 K, DA P<0.05 FRon 22
SHEASIFE X

2 #R

2.1 PG RIT RO

X FEZHL I PR AT REK (50.81% ) I T L E 4 IIf
REARLHE(69.23% ) , 22 573 H G 2¢ 2 L (P<
0.05), WLFE1,

F1 WMAMRKTHEILE (2(%) ]
Table 1 Comparison of clinical efficacy between the two

groups [1n(%) ]

HHl n B R TesL Il PR ROR
XHR4] 61 20(32.78) 11(18.03) 30(49.18) 31(50.81)
WL 65 27(41.53) 18(27.69) 20(30.76) 45(69.23)
2 1H 4.294
P1E 0.038

2.2  [fiL7% E-cadherin ,CA125 HE4 %} [

167 5 W4 1ML E-cadherin .CA125 . HE4 %
i, O AK T X IR AL, 22 5 A et L (P<
0.05), W32,
2.3 W RMEHTFKFEXTH

VRIT 5 WI4H TNF-o IL-1B  INF-vy $ A%, B
MEHM T XA, ZRARITEE XL (P<
0.05), WL# 3.
2.4 A VAS PESXT L

RIT TR AL T IR R4S ESCIR VAS R4
FEAG, LSRR T X B4, 2 R A ZiTH#E X
(P<0.05), WLz 4,
2.5 WA R X

X HRZH AN R0 & A2 %8 (22.95% ) 1 T U 2
(9.23%) , 2= 7 A G2 E X (P<0.05), W35,

%2 WifHMmE E-cadherin,CA125 HE4 XFLb (x+5)
Table 2 ¥ Comparison of serum E-cadherin, CA125 and HE4 between the two groups (x+s)

g1l . E-cadherin (pg/L) CA125(U/mL) HE4(pg/mL)
IRYTHT BIT)E IR BT e VRIT I wITIE
Xf 2 61 0.39+0.23 0.28+0.06° 45.58+2.31 39.21+1.17¢ 75.16x1.31 65.25+0.75*
WG 65 0.4120.26 0.1520.09° 45.61+2.29 33.19+1.02° 75.29+1.29 60.13+0.77"
i 0.382 8.036 25.618 0.468 31.582
P 0.702 <0.001 <0.001 0.640 <0.001

Y [F4LIAYT HIR HA, "P<0.05.
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&3 MARMEFKEILL (x+s5)

Table 3 Comparison of inflammatory factor levels between the two groups (xs)

- TNF-a(ng/mL) IL-1B (pg/mL) INF-vy(pg/L)
- n o SRV N >, >, SLVIN o o VN )
VBT BT A bEpagll BIT )R TRYT BITIE
XiF IR 20 61 19.74%3.33 17.54+2.21° 99.15+11.21 77.27+8.14° 7.79+1.55 6.73+1.23"
MEE AL 65 19.84%2.95 15.02+1.56" 99.19+11.19 63.41+8.01° 7.81+1.49 5.36x1.09"
1 0.148 6.125 0.016 8.015 0.061 5.508
P{E 0.882 <0.001 0.986 <0.001 0.951 <0.001
T : RATRTT IR i, P<0.05,
F4 WMAVASHESERILE (v+s,7)
Table 4 Comparison of VAS scores between the two groups (x +s, score )
- T G (e
H n o ; o ; VAT ;
HITHI fIT A TR fIT)A YT R T )A
X B2 61 5.35+0.43 2.52+0.26" 7.58+1.31 5.21+1.17" 3.16+0.31 1.0520.11°
pUE <4l 65 5.20+0.51 1.1120.21° 7.61%1.29 1.19+1.02° 3.29+0.45 0.910.08°
{8 0.598 27.819 0.108 17.107 1.589 6.772
P 0.551 <0.001 0.914 <0.001 0.115 <0.001

& [FALRIT R HAs, P<0.05,

2.6 AR K1 X HE
22 34 H A RE s, oA N B . AR AY
IR R TR T AR, 77 R &R I
TR, 2R A5 1E L (P<0.05), lLFk 6,
%5 WARRRMIE [n(%)]

Table 5 Comparison of adverse reactions between the two

groups [n(%) ]

HHl  n AR FREMTHE O RERI &AEF
SHIRZH 61 3(4.91) 5(8.19) 6(9.83)  14(22.95)
WELL 65  1(1.53) 2(3.07) 3(4.61) 6(9.23)

a 4.436

P1a 0.035

Fo MARRMELERILE [n(%) ]
Table 6 Comparison of pregnancy and recurrence between

the two groups [n(%) |

25 n TTIR% WeE EER BERFR

YR 61 21(3442) 15(24.59) 28(45.90) 13(21.31)

WMEA 65 39(60.00) 5(7.69) 50(76.92) 2(3.07)

V! 7.950 6.484 12.379 9.613

P 0.004 0.010 0.000 0.001
3 it

EMs J2 45 HAT 1% 1 14 P T i b AR A 78 T
5 2 S T ) — P AL R . Y
HIT , i PR L 32 8 R M I B AR HR 5 25 W35 9T EMs,
VLA BP0 RS2 22 F Y

FASCH TR, I B A Al B 25 903697 T A
R R EMs I RIATTRCR o M 22 Ay B i 2
WERIETE, JOMERCR TG E, AT 25 5w AL A 38

FOKFo B —Jr i, b 2 ] B0 R L A
JiL W T AR A S 7 PRI R A 25 A, T BT
() P BB S 7 = A, HLAS BRI 8 IR AR K ieAh,
b Jet} 27 Bl %of £ 2 HE OP T BEAS 7= AR R R T R AR
SO ] 2R . AR RBEIESS R, )
R 2 11t YT 350 (50.81% ) I T B2 Il R T 7 300%
(69.23% ) , % B b 5} 22 i BE A5 R0 BH 1k 5 057 PN i A=
o, A F T G2 fife B3 I R RE IR, 2 I R TT AL
E-cadherin H A7 1R 31 F1E R 40 it S84, S A0
FEIRFRE AT S e A0 B 2 D) ARG B . A Y R
L, CA125 2 H TE 5 200 i 1] 01 40 i 5% Ak = 3y
BEEE AR S5 R DL TR vk e, oA e Y
LW URAE" . BFSE oK, HEA Wk AT B 5 18y
PR B A 40 S 48 B T B S T T AR R AR A
gE 5 3R YT J5 WAL E E-cadherin ,CA125 . HE4
PIREA , H W EE 4] 19 1L 7% E-cadherin . CA125 . HE4
X B, 2 AR 5 i B Hb e 42 B 36 7 AS 5 )
BN ELHEON I RE A A & AW, A A TR E K
B $L I RE , JE 1A R JE Y 1ML E-cadherin . CA125 .
HE /K- A WF5E I8 , S 9 3 ol A1 1 26 B o I
BB ST LA RAEN T, SR BE &K, 7 TNF-a
55 0 R o R ELA A DG AR IR 5T 4

H1 697 )5 PiZH TNF-o IL-1B . INF-y IR, H W
FL4H 1) TNF-o  IL-1B . INF-vy 7K - B @A T % it
20, 2 IR I il B Ml e 2 T 3 Y T BRI 4 R A
AR o 55— 7 T , 80%EMs £ 3 1 22 Jg Al
F 9 A FLAAS DR 2 Y R A 4K
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i R4 MESC VAS TR RGOSR ALK T
X R, 2R B Ji5 7 Bl b Je 28 B3 7 Rl e A A4 P i
IR R ACT B IRE o DL, AR TR A5 R, X
PEA R BN & A2 R (22.95% ) i35 T IR A B
N 2 HE%(9.23% ) , 3% W Hb i 22 B AE R 8 74 1 282 38
NPT B U (17 e = o 7 /NG U/ i N T
AR ZEROIRIT R 4 3 A W RETT , LB 2 1 4 ik
A B R TR IR, T R AR R R IR
R, 2R HA IS s B8 A I 166 ] S 272 ) P A 0 0
BRAE AR, 1 , e R AP B A R S 2 2R
X S (I 5T A5 AR A o

Zr BRI I B R 5 A B b 2 R X e
A B SR N A3 T RO e 35 A T AR LT E-
cadherin ,CA125 . HE4 /K, fig E — 25 - B AR J5 4
DRAFNA T R GG IRIE .

5% LHk
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Relationship between serum ESR, CRP and IL-6 and the therapeutic effect of vacuum
sealing drainage combined with vancomycin bead chain implantation in patients with
chronic osteomyelitis

HE Bingfang', LI Zhihong'*, WANG Kaigiang®, YANG Weiwei'

(1. Department 6 of Spinal Surgery, Henan Provincial Orthopaedic Hospital, Luoyang, Henan, China, 471002;
2. Department 4 of Orthopaedics, Henan Provincial Orthopaedic Hospital, Luoyang, Henan, China, 471002)

[ABSTRACT ] Objective To investigate the relationship between serum erythrocyte sedimentation
rate (ESR) , C-reactive protein (CRP) , interleukin-6 (IL-6) and the therapeutic effect of vacuum sealing
drainage combined with vancomycin bead chain implantation in patients with chronic osteomyelitis. Methods
A total of 106 patients with chronic osteomyelitis treated from January 2019 to October 2021 in Luoyang
Orthopedic Hospital of Henan Province were selected as study subjects, all of whom were treated with
negative pressure closed drainage combined with vancomycin bead chain implantation and divided into the
effective group (n=74) and the ineffective group (n=32) according to treatment effect, and univariate and
multivariate analyses were performed; The ROC curves were plotted to examine the predictive efficacy of
treatment effects. Results There were significant differences in smoking, drinking, course of disease, SAS
score, SDS score, serum ESR, CRP and IL-6 between the effective group and the ineffective group (7=4.908,
4.352, 6.549, 10.028, 7.655, 5.328, 3.470, 6.524, P<0.05). Multivariate logistic regression analysis
showed that SAS score, SDS score and serum ESR, CRP, IL-6 levels were independent influencing factors

for the therapeutic effect of negative pressure sealing drainage combined with vancomycin bead chain

EeTAA el P EHAFHRHIRA(20192Y2077)

M i 1y K& TR BB (T dy B B AR o) A AR sh oS A, iy, 7% TR 471002
2. " B & PR ER ER (T @ 8 B AHERR) F 9w A, F T, &8 471002
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implantation on chronic osteomyelitis (P<0.05). The ROC curve results showed that the patients’ serum ESR,

CRP, IL - 6 levels had a good predictive effect on the treatment of chronic osteomyelitis (P<0.05).

Conclusion The three indicators of serum ESR, CRP and IL-6 in patients with chronic osteomyelitis have a

certain relationship with the therapeutic effect of negative pressure sealing drainage combined with vancomycin

bead chain implantation, and the combination of the three has a good predictive effect on the therapeutic effect.

[KEY WORDS ]

Vancomycin; Antibiotic bead chain implantation
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Table 1  Effect of negative pressure closed drainage
combined with vancomycin bead chain implantation in the
treatment of chronic osteomyelitis by univariate analysis
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regression analysis
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Table 3 Results of ROC curve predicted by serum ESR,
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negative pressure sealing drainage combined with vancomycin

bead chain implantation
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The combined diagnostic value of SAA, hs CRP and IL -6 in children with henoch
schonlein purpura

ZHOU Chunrong*, ZHANG Baohui, REN Lei

(Department of Pediatrics, Chaohu Hospital Affiliated to Anhui Medical University, Chaohu, Anhui, China,
238000)

[ABSTRACT] Objective To investigate the combined diagnostic value of serum amyloid A (SAA),
high-sensitivity C-reactive protein (hs CRP) and interleukin-6 (IL-6) in children with henoch schonlein purpura
(HSP). Methods From September 2018 to October 2022, 98 children diagnosed as HSP in the Department of Pe-
diatrics of Chaohu Hospital Affiliated to Anhui Medical University were selected as the observation group, and 98
healthy children in the same period were selected as the control group. The general data, SAA, hs CRP, and IL-6
levels between the two groups of children were compared, and the independent influencing factors of HSP were
analyzed by multivariate logistic regression. The diagnostic value of SAA, hs CRP, and IL-6 alone and in combi-
nation for HSP was analyzed using the receiver operating characteristic curve (ROC). Results The levels of
SAA, hs CRP and IL-6 in the observation group were significantly higher than those in the control group (=
31.566, 29.430, 26.857, P<0.05). Univariate analysis showed that Hp infection, drug allergy history and family
history were related to the occurrence of HSP (3*=27.000, 11.696, 5.548, P<0.05). Multivariate logistic regres-
sion analysis showed that serum SAA, hs CRP, IL-6 and HP infection were independent risk factors for HSP (P<
0.05). The ROC curve results showed that the area under the curve (AUC) of SAA, hs CRP, IL-6 detection alone
and in combination for diagnosing HSP were 0.894, 0.701, 0.769, 0.920. Conclusion The combined detection
of SAA, hs CRP and IL-6 has a high diagnostic value for children with HSP and is worthy of clinical promotion.

[KEY WORDS ]| Serum amyloid A; High sensitive C-reactive protein; Interleukin-6; Henoch Schon-

lein purpura
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Relationship of platelet parameters and coagulation function and cardiac function
indicators in patients with CHF

LI Dongxue, ZANG Xuefeng, GAO Menggi, MA Wei*

(Department of Critical Care Medicine, Beijing Shijitan Hospital, Capital Medical University, Beijing, China,
100038)

[ABSTRACT] Objective To explore the relationship between platelet parameters, coagulation
function and cardiac function indicators in patients with chronic heart failure (CHF). Methods The clinical
data of 110 patients with CHF who were treated in the hospital were retrospectively analyzed and the patients
were set as the observation group. 100 healthy subjects with physical examination were enrolled as the control
group. The platelet parameters [platelet distribution width (PDW) , mean platelet volume (MPV) , platelet
count (PLT) , plateletcrit (PCT) ], coagulation function indicators [fibrinogen (FIB) , D-dimer (D-D),
activated partial thromboplastin time (APTT) , thrombin time (TT), prothrombin time (PT) ] and cardiac
function indicators [N -terminal pro-brain natriuretic peptide (NT-proBNP) , cardiac troponin I (cTnl) and
creatine kinase isoenzyme (CK-MB) ] were compared between the observation group and the control group at

admission, and the above levels were compared among patients with CHF of different cardiac function grades,
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and the relationship among platelet parameters, coagulation function indicators and cardiac function indicators
was analyzed. Results The PDW, MPV, FIB, D-D, NT-proBNP, cTnl and CK-MB levels in the observation
group at admission were higher than those in the control group (r=8.815, 6.939, 14.045, 36.825, 82.928,
45.198, 50.363) while the levels of PCT and PLT were lower than those in control group (1=7.213, 22.486) ,
and the APTT, TT and PT were shorter than those in control group (7=4.700, 16.408, 19.378) (P<0.05).
There were statistically significant differences in platelet parameters, coagulation function indicators and cardiac
function indicators among NYHA cardiac function grade Il group, grade Il group and grade IV group (F=
8.665, 11.569, 9.067, 5.696, 25.050, 30.944, 4.039, 16.713, 23.952, 103.082, 79.970, 24.279, P<0.05).
NT-proBNP was positively correlated with PDW (r=0.242, P=0.011). cTnl was positively correlated with D-D
(r=0.198, P=0.038) and was negatively correlated with PCT and PLT (r=-0.213, —0.192, P=0.025, 0.044).
CK-MB was negatively correlated with APTT and PT (r=—0.217, —0.189, P=0.023, 0.047). Conclusion

The coagulation function indicators and platelet parameters in patients with CHF are closely correlated with

cardiac function indicators.

[KEY WORDS] Chronic heart failure ; Platelet parameters; Coagulation function; Cardiac function
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Bk 25 & 6 AL (Fi -1 Roche ) 1 5E I 7 N i -B
74 4 J7R K H17 44X (N-terminal pro-brain natriuretic pep-
tide, NT-proBNP) .. JLJL4% 2 [ 1 (cardiac tropo-
nin I, ¢Tnl) 7KV ; 5% FH i BR 1 LA T BB 82 125 ) o
I 7% AILER % 1 [7] T i (creatine kinase isoenzyme,
CK-MB) /K~ 5 2k H Sysmes-XE5000 4= H s Ifil 2 ffy
AT ALHEAT ML/ %% (platelet count, PLT) |23



- 774 - TSR AR

202345 H15%F H5H)

J Mol Diagn Ther, May 2023, Vol. 15 No. 5

1L 7N A 44 X (mean platelet volume , MPV ) . PDW |
1ML/ HE 25 (plateleterit, PCT) I 22 5 >R FH 4 A 3¢
I A3 AT ASCaHE AT 3 A 358 43 BE I 3% 16 B[R] Cactivated
partial thromboplastin time, APTT) . %t Ifil. i i (7]
(thrombin time, TT) . #¢ Ifil fif§ )2 5 [8] (prothrombin
time , PT ) 7K1 22 o
1.3 Git2#ntr

K HH SPSS 24.0 GeiHR A T AR AL B, - %
BLLL (3 +5) 37N, T A AT IE AR 0 A kG 56 , 20 [7]
SR S AR AR ¢ 4655 5 A [R) .0 Bl RE 434 CHEF f&
Y S50 R b LR A I A Ty 25 40 T
Pearson H15C R Er T A 41 110 i) CHF H Il
ZH BRI RE S O RETEAR DGR  THEGORH L8R
KU ¢ 505 DL P<0.05 TR 25 A G453

2 HR

2.1 PHALABERT B S5 FE AR LU
2L ZH A B i i) PDW  \MPV FIB .D-D | NT-
proBNP . cTnl ,CK-MB 7K - & F X} i 41, PCT .PLT
IR T XF BB 4L, APTT . TT PT B[] J -5 BB 41,
HE) L2 A Gt L (P<0.05), W3R 1,
2.2 ARRELLIIHESr S CHF B35 S0 E F8hn LK
110 7l WL E2 40 £ 35 h NYHA O I RE 2% 1T 9%
39 i (35.45% ) , I 2% 50 9] (45.45% ) , IV 2% 21 {3
(19.09% ) ; = 21 I/ S 5 BE i D REFE B L0 2D
Refebr b 2= A S22 2 L (P<0.05) . HiV
2% 41 ) PDW .MPV . FIB .D-D . NT-proBNP, ¢Tnl ,
CK-MB /KFH & & F 0 %% . M4, PCT.PLT.
APTT . TT .PT/K-FHIRART D9 M , 25 FH
it X (P<0.05), W# 2,

x1 FWANRERWI/NMRSELE (x+5)
Table 1 Comparison of platelet parameters between the two

groups at admission (x#s)

pUK i) X AR

|<op - YA
#tr ZES (n=110fi) (n=t00f)) ‘M P
PDW (%)  1525+2.03 13.08£1.46 8.815 <0.001
/Mg PCT(%) 0.19+0.06  0.26£0.08  7.213 <0.001

ZH PLT(X107L) 126.32+20.33 210.15+32.78 22.486 <0.001

MPV(fL)  9.25#1.02  8.10x1.37  6.939 <0.001
FIB(g/L) 4.09+0.58  3.10£0.42  14.045 <0.001
gt D-D(mgL)  0.55:0.10  0.18£0.01  36.825 <0.001
Uit APTT(s)  26.78+5.17  30.15%5.21  4.700 <0.001
SR TT(s) 14.261.06  17.02+1.37  16.408 <0.001
PT(s) 8.96x1.24  12.06x1.05 19.378 <0.001
NT-proBNP 515 5849642 72.41212.37 82,928 <0.001

L IRE (ng/L)
AR cTnl(pg/L) 2112046  0.030.01  45.198 <0.001
CK-MB(U/L) 6245+9.11 15.37+2.19 50.363 <0.001

2.3 UL i/ S8 BE I D BEHE AR 5 0 D RE
FEPREY 5 FR

Pearson A RE T iR, 117E NT-proBNP 7K
75 PDW JKF- 52 1EAH G (r.=0.242, P=0.011) ; IfiL7&
cTnl7K*F-5 D-D /K2 IEAH X (r=0.198, P=0.038),
5 PCT.PLT &£ A% (r=-0.213.-0.192, P=0.025,
0.044) ; Ifil.7E CK-MB /K-¥-5 APTT.PT {2 A K
(r=-0.217.-0.189,P=0.023.0.047), W% 3,

3 it

CHF J2& — R 2R 1.0 E S | 83 i T L
W s 0y 528, O s U IR, S EOARE ER R ) T
O R N S R B I A T R AE
CHF 18 PR 2 167 i A b 0 i 5 %6 8 0 2
REMEIU , AR TT 2, NGRS o /MRS 8L

x2 ARDINEES SR CHF BE LW EIBIRLLE (v+s)

Table 2 Comparison of laboratory indicators among patients with CHF of different cardiac function grades (x+s)

bR Baes T 9% 21 (n=39 i) M 240 (n=50 fi] ) V42 (n=21 i) F1{i P
ML /MR 2 5k PDW (%) 14.551.10° 15.26+2.01° 16.53+2.08 8.665 <0.001
PCT(%) 0.22+0.08" 0.18+0.04° 0.1520.03 11.569 <0.001
PLT(x10°/L) 133.18+21.02° 127.24+18.25° 111.39+16.72 9.067 <0.001
MPV (fL) 9.02+0.74° 9.19+0.89" 9.82+1.13 5.696 0.004
eI RESE b FIB(g/L) 3.80+0.45" 4.03+0.51° 4.7720.62 25.050 <0.001
D-D(mg/L) 0.48+0.06" 0.57+0.05" 0.63+0.13 30.944 <0.001
APTT(s) 27.99+5.20° 26.73+3.70° 24.65+4.01 4.039 0.020
TT(s) 15.01£1.09® 14.491.10¢ 12.32+1.02 16.713 <0.001
PT(s) 9.79+1.30" 8.90+1.15" 7.56+1.08 23.952 <0.001
LY RETE IR NT-proBNP (ng/L) 284.6320.06™ 311.02+23.58" 367.15+17.02 103.082 <0.001
cTnl(pg/L) 1.7220.27% 2.08+0.32" 2.91%0.51 79.970 <0.001
CK-MB (U/L) 56.12+8.25° 63.13+8.64° 72.59£10.02 24.279 <0.001

W 5 IV LA, P<0.05; 5 T 9% 20 L5, °P<0.05,
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*3 WRAMMMESE. B MIhEEIERS O I EEERE
PSR
Table 3 Relationship between platelet parameters, coagula-
tion function indicators and cardiac function indicators in

observation group

it SiilA NT-proBNP cTnl CK-MB
rff 0.242" 0.064 0.041
PDW
Py 0.011 0.505 0.670
[ -0.113 -0.213° -0.102
PCT rid
P{H 0.238 0.025 0.288
r i -0.05 -0.192" -0.089
PLT
Py 0.957 0.044 0.356
r{H 0.097 0.058 0.100
MPV
P{H 0.311 0.550 0.297
FIB r {8 0.108 0.111 0.049
P 0.262 0.248 0.612
r i 0.086 0.198" 0.069
D-D
P{H 0.374 0.038 0.475
r{H -0.122 -0.145 -0.217"
APTT
P 0.204 0.131 0.023
e -0.119 -0.173 -0.124
TT
P{H 0.218 0.071 0.198
- rff -0.089 -0.012 -0.189"
P 0.357 0.904 0.047
1E:'P<0.05,

S eI BeFE bRl 7 (8 PR, 7 CHF S35 19
5 2F Ji S5 AL h B RAFRT R /R R R
T BN E i, 2R E8 , A & 1k
25N EBE R, HIE &R /N a] LR
WIS, FIB . APTT . TT . PT.D-D 2 i K #
FH B EE I T REFE B , Horb FIB 2K S T ml 384 o 4 it
R BE SR AP LA AR, 51 i 7 R S A
WAL 43 B, D-D S L R SR A B £ A R
HURE SRR IRR B . ARHESEUE B /MRS
B EE I D) REFE AR /K- 5 CHF B35 O D BEdE Al
K, AT 48 S R 15 PA

A 5T 25 R W, W EE 4 A B ) Y PDW
MPV .FIB .D-D /K F X} B4, PCT . PLT 7K Ik
TXFIEZH , APTT . TT . PT i [a] %5 T %F BB 4H |, $E7R
CHF 5 1776 AN [ R B 1 I Y08 o 45 MR 2 B Al i A
WHOIRAS o 3 — 2D 18 7™ AR B A S i R
IV 9% 41 ) PDW , MPV | FIB , D-D . NT-proBNP ,
cTnl,CK-MB /KB & @& F 0 9% M Z%% 41, PCT.
PLT .APTT . TT.PT/K-F-H R AL T 1 9% M4, 5=
A CHF S5 IV i B S i e e PR B 0 D g
A3 G YE T A0 R A DX 5 R I N K TR
PAIAAOC . CHF A= BRALHIE R 2 4% , il [+~
I 1A i A PR 45 2 ol At PR A ] o 4, AR

R T AU I | R S S B 2 0 B Ay R
I P B A R 43 ot v 42 E L AR 3R A B i
BB R Ao W, WO /N, A2 o R I | af AR
R (IS =S S NNTTR W1 510 A S
A, B I I INBRORS BT i A5 RE o] A AR KR
Gy, D R A EE AL R R . RIE
Pk CHF &% ABeit i Il 3% D-D KA B T4 3
PEAT GG 43 9, 8¢ 5 9 D-D 7K ] 8 i 4= [ 4B T
JAURE ™ 8 3= 4 IE B PDW . MPV 5 Jigi 4% 5
CISS /AU i F IEAH G . —300 90 d A A7 R 5347 i
7~ , 5 FIB 7K F (=284 mg/dL) &l 57 i il] CHF £
PEINE B SE T ARG bR . IR AFGE o I
ANBR S BE I D) REFE bR 50 B A8 g ™ AR
FEB YA OGRS

NT-proBNP AJ A &5 fz W £ 55 0 JUL & ok B ifn 8
s, e R AN E M TR
el JEA I cTnl il CK-MB 2 i IR 5 4.0
DIGeAs 5, ] T 2 Fc il 45 50 19 5 15112
KA PEAG" o ARBFFE0E B Ih R AR5 1/
W S H0 B I DI REFE B 1) 56 R IEAT 00T, 45 R Bon
1L NT-proBNP 5 PDW 7K -5 I A1 3¢ ; ¢ Tnl 7KF
5 D-D/KF-R2IEAMX, 5 PCT . PLT K F- 2 A
CK-MB /K¥5 APTT.PT {H 2 FAH . UEI M/
M B2 B 1. D) BE 48 A5 0l T CHF 5.0 DI RETEAS 45
o AL 591 1] 5e 00 0 T R O AZ AR
%, L NT-proBNP /K- W858 i w4, &
L PDW Fifi %5 fBE o I e i T, S5 250 B AR
J NT-proBNP /KF-52 1EAHE, 5 LVEF 2 5AHXK

25 L Jrid , CHF J4 I/l 5 B I TRk
50 TR TE bR U AH G EAR I R it — 25 05
K,

SE
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. a
.’I,/a 3 e

B DR s KB T 2 N D) e B ey T AR o 4t )2 55 HbALLC .
WBC.ACTA .MMP-2 [4H Pk

¥EFEY LF FER K OKE

[ E] BH U iEIRE (DM) & I & T B bl A0 I BR 4% o5 & 5 B Ak i 21 2 A AC
(HbAC) . T4 MBI 4 (WBC) G R A(ACTA) (5T 4% 85 1 -2 (MMP-2) A OCHE . ik i
2019 4F 2 H % 2022 4F 5 H W BT £ 1 5 B BEUA 19 100 41 DM BB, AR 8 35 02 15 9 22 A& e i 43
HFt R (n=22) MAEFF K2 (n=78) , 5311 DM F8 35 I S AT e i i) o DL T H 1 100, LU TP 2 A0 35 R 2
PRk B 1M i HBALC \WBC ,ACTA \MMP-2 7K -, 43 B 48 PR I KT e i 15 3 i 335 8 B 1) AH Gk
LR A2 UPEEAR T 36 XK I AN B, PR 2R R 85.71% ; 36 (AR AR HR G 1 38 MRAN TR , 3410 B —
TR 2 {0y R IR A IR Y 38 BRAN T h AT 26 #R A 22 IREAME T, LK IR % 1 (36.84% ) it 4% 7 75 111 T
(18.42%) Ny & ; 10 B 2 [RBAPE TR , A4 B @ A BR1A (15.79% ) R 5 2 R EL N MR ZBERE (5.26% ) 5
JF & 21 117 HbA,C . WBC . ACTA \MMP-2 /K V- ¥ TAE I A 4, 25 5 A it 3 X (1=2.192 .16.018
9.134.6.105, P<0.05) ; 2 Pearson A3 V434745 5 i 7% , DM &3 A1 JE e i 5 HbA,C . WBC . ACTA .MMP-2
5 IE A & (r=0.563,0.472,0.785 ., 0.681, P<0.05) . £518 & PRl bt A & Fas bl g e | 2 11 05 00 ot v
HbA,C .WBC . ACTA MMP-2 /K- u] {E R TR B 77T DM I & AT & e i il 4848 o

(X8R ] MEPRNG; NTJEBEAD; HbA,C; WBC; ACTA; MMP-2

Clinical characteristics of patients with diabetes mellitus complicated with perianal
abscess and the correlation with HbA1C, WBC, ACTA and MMP-2

JIN Yujie*, WANG Yong, LI Airan, JING Yan, GENG Lei

(Department of Surgery, the Fifth Hospital of Xingtai City , Xingtai, Hebei, China, 054000)

[ABSTRACT] Objective To analyze the clinical characteristics of patients with diabetes mellitus
(DM) complicated with perianal abscess, and the correlation with glycated hemoglobin (HbA,C), white blood
cell count (WBC), activin A (ACTA) and matrix metalloproteinase-2 (MMP-2). Methods The clinical data
of 100 patients with DM admitted to the hospital from February 2019 to May 2022 were retrospectively
analyzed. According to the presence or absence of perianal abscess, the patients were divided into the
complication group (n=42) and the non-complication group (n=58). The pathogens of perianal abscess were
analyzed. The baseline data and serum HbA,C, WBC, ACTA and MMP-2 levels were compared between the
two groups. The correlation between perianal abscess and these serum indexes was analyzed. Results Bacteria
were detected in 36 samples, with a positive rate of 85.71% . In the 36 samples, 38 pathogen strains were
detected, including 34 samples of single infection and 2 samples of mixed infection. Among the 38 pathogen
strains, there were 26 strains of Gram-negative bacteria dominated by Escherichia coli (36.84% ) and Klebsiella
pneumoniae (18.42% ) , 10 strains of Gram-positive bacteria dominated by Staphylococcus aureus (15.79% ) ,
and 2 strains of fungi [ Candida albicans (5.26% ) ]. Serum HbA,C, WBC, ACTA and MMP-2 levels in the
complication group were higher than those in the non-complication group (7=2.192,16.018,9.134, 6.105, P<

0.05). Pearson correlation analysis showed that DM complicated with perianal abscess was positively correlated

RAF B FRE T HEAH R A FZ %A B (20222C196)
Ve A5 MG W H B E RSN, FT AL, TR & 054000
*EAEEE H 2, E-mail :jinyujie202210@163.com
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with HbA,C, WBC, ACTA, and MMP-2 (r=0.563, 0.472, 0.785, 0.681, P<0.05). Conclusion Rational
use of antibiotics to control infection and close monitoring of serum HbA1C, WBC, ACTA, MMP-2 levels can

be used as the basis for the prevention and treatment of DM complicated with perianal abscess.

[KEY WORDS]

Hi PR (Diabetes , DM ) 72 LA 25 IfiL#E by 45 F 11
RN , BB B , TR A5 # S A 1% 5 =0
AR IR O A R WG B IR YT I
RUTE T HE 60, JF Al H AL T 1E 5 Ko e R
DM FJi%5 ¢ 2 B - A, H v L& R o 458 Sy o UL
F LR B LA L JR R A 2 IR, Bl
B AL MTE WM Jes |, SO IR AL 48 AT R £ 9, ™
o FEUREEAE IBOAE 55 & 2F |, ™ 8 U 8 5
AR WOl R S A e R R, R Wi
PR I S SR B ROR T i . DM 2351 M A
Wz, SEWUAR B AL, a5 RS G T)
R B 0T e b e A XURSE BRI 2T B
A.C (glycosylated hemoglobin A,C, HbA,C) /& i &
MUK AR 7K 198 DL FE A 5 AT e I 2 — Ffr 240
PRBR Y 25 1Y A A 5 AROE B AR OC , R
% (White blood cell count, WBC) i B 4L 5 W48
B, 375 2 A (Activin A, ACTA) JE i 48 5 1
fiff-2 (Matrix metalloproteinase-2, MMP-2) A UL i
REFFFERE T, ST I, AR5 R EHT
DM 34 I & AT 8 e i i) 1 PR R 25 22 5 HbALC
WBC . ACTA .MMP-2 [ #H 51

1 ABSHE

11—k

YEHL 2010 4F 2 H % 2022 4F 5 H iR & i 4
FEEBEUSIA R 100 1 DM & K3 & I &
T e i 23 3% & 41 (n=22) F13E I & 2H (n=78) .
gy AR E - O T A B E AF G DM A C 297 b
WED s @G I I8 e i 18 3 455 A N e Pl R 12
1A E R AL R A 2 Wi AR U B I
IRGERL T . HEBRARIE : DK # 25 & ; @/ It
SR E QR IFEA GRS . WA B
LGB 22 T G E X (P>0.05) . WK1,
AR FAF A OB R E F ) RN, B3 K H KR
XA YA ST A 25 28 W
1.2 ik
1.2 ARASHSCEE A S5t v A

JRERE, B HLIE B , ETC IR A5 T8 B S48 R

Diabetes mellitus ; Perianal abscess; HbA,C; WBC; ACTA ; MMP-2

SE R M 2 mL, 3G 5 o A 1 T ) e i
TR 350 F , T BACT/ALERT 3D 55 75{ #
HEATHN TR BG 5% , 4 7 %5 2 {1 FH A% FL 3% VITEK2 Com-
pat 4= F S E P 4 e A (2 B R A A7) .
1.2.2  [fili% HbA1C . WBC . ACTA MMP-2 7K -4l

Wb a5 KL 5 mL, T 2850 A0 b 4T3
B O G B0 2P A2 O R4 6 1B 3 000
r/min .10 cm . 10 min, BUALTE T VKAR AR . 105
WBC, HbAlc 7K Vi Bl i FE W AH €335 73 BT vk i 47
i, ACTA 7K - 1 Bly il 16 4 928 W B 32 A
MMP-2 /K% ] 96T % MMP-2 i% 7] & (B (544
AR FD R

®1 FWABEFERZARXIE [(1(%), (xxs)]

Table 1 Comparison of baseline data between the two groups

[(n(%), (xxs) ]

30 e TR PR
HH n (k]u") I B2 FEHL
% if (4£)  (kg/m®)

IFRAH 2212(54.55) 10(45.45) 52.36+5.39 5.18+0.78 23.14+2.35
HE3 41 7848(61.54) 30(38.46) 52.1425.56 5.09+0.86 23.28+2.29
P! 0.350 0.164 0.442 0.252
Pl 0.554 0.869 0.660 0.802

1.3 LS bR

D% 1t DM & G I N R M . @438t
DM A Ff AT &1 e I 1) 9 J5 VAT A I DR AR psi o D L3
W5 40 3 17 HbA,C . WBC . ACTA . MMP-2 /K -
K. @534 DM A I AT J8 e i 5 HbA,C \WBC .
ACTA .MMP-2 1 64 ,
1.4 GiteFrik

fii FH SPSS 20.0 Ge it A T4 i ab 3, 114k
TERERBU n (%) Tk, Al iE] L BCR 2 K5,
A ESAITT R (2 +5) Fm , 4L i
K H t Ki 5, UL Pearson AH 5& 4 43 1 DM & 3 A1 J&
Jife b 5 HbA,C \WBC . ACTA .MMP-2 Z [i] i} 55 & |
Ph P<0.05 AR HAGIEE L,

2 HR
2.1 DM 5 FH TS e b £ s D o 23 A 45 a5

42 By REAS A 36 1y ks It A B, G BH R R
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85.71% ; 36 M b A< R I 4 38 BEAN TR, 34 107 Ky H
— &Y 2 IR IR 5 38 BR AN A TH A 26 PR =
CBAMETE , LR Im3% % 1 (36.84% ) Jiti 48 7 T5 A 1
(18.42% )} 3 5 10 AR 2% [RBHE A, DA 4 ¥ 0 4
BR B (15.79% ) h & 5 2 ¥k H B N A IR 2 B B
(5.26%) . W32,

*2 DMAHIAKMEERERESHER (n(%)]
Table 2 Distribution characteristics of pathogens in patients

with DM complicated with perianal abscess [n(%) ]

95 T FREL
2 PR TR 26(68.42)
Kia 57w 14(36.84)
fiti 98 7 T A TR 7(18.42)
) 2% A1 P R 3(7.89)
il 2 AN ST 1R 2(5.26)
2 BT 12(31.58)
G v (0B A Bk 6(15.79)
T gk (e Bk 4(10.53)
2k 2(5.26)
HAE 2(5.26)
PR 22 Bk 2(5.26)
A1t 38(100.00)

2.2 W4 8 # 1M3% HbA1C .WBC . ACTA .MMP-2
K- 5%

I %& 4H Ifl 7 HbA,C . WBC . ACTA .MMP-2 /K
¥ m T AA, ZRARITFEE XL (P<
0.05), W% 3.

*3 WHBFMEHLAIC,WBC,ACTA MMP-2 K F Lt
B (xxs)
Table 3 Comparison of serum HbA1C, WBC, ACTA and
MMP-2 levels between the two groups (x +s)

215 " HbA,C WBC ACTA MMP-2
- (%)  (x10L)  (pg/L) (ng/mL)

IR 22 12.35+1.58 5.38+0.68 52.14+5.62 156.38+16.38
e &40 78 11.69+1.14 3.2520.51 41.36+4.67 135.24+14.02
tHH 2.192 16.018 9.134 6.105
PH 0.031 <0.001 <0.001 <0.001

2.3 DM &I HLJA M 5 HbA1C .WBC ,ACTA |
MMP-2 AH 55 Hr

2t Pearson AH M40 M1 45 S 8./~ , DM & I AT
Jil e i 5 HbA,C . WBC ,ACTA \MMP-2 5 1E Al ¢
(r=0.563.0.472.0.785.0.681 , P<0.05) ,

3 it

JIT ] e e = 2 vy 3 LT BT A 20 21 % 2 Uk
Yeini 2 R AL M B . BLRT B , DM 3 & 1L fife

U R 2R S A T i e e, R AE T DM
VKRB BT RE T R e RE DI REAR T 45,
Gy R IR T e R SO 1M 298 0 R T Ak
R R A0 R hE A TR e B L R ) JF |
WIRYT , A EBIRYT PR B Y B rRE S T
AT FA 23 BB K A YR B0 1 A %, B e e A
', A BT DM T & AT e i £ 3 1 1 R A
A IERICE B HIR YT W REIEA TIRYT , X 9 1
P I8 R R T A 1 A B B e PR 7 o

TEAR AL R, 100 4] DM (B4 b4 A T
Jal e B 22 451 (22.00% ) , Ui W DM & - L& Jie Jieb 11
K RAESE . A3 AT DM A I AT e ok s o D
AR RUR IR 42 (R FEA A 36 I R TN A T
LRI ) 38 MEAN TR , 34 17 hy o — R YL , 2 MR A&
JYL ; 38 BRYNTE T AT 26 MR 22 [CHIE R, LK
B 1 (36.84% ) Jili 98 5a B {11147 (18.42% ) R 3 5 10
PR 2 FCPHME B, A4 B R A BR 1A (15.79% )
F2 R E N AR B (5.26% ) . 1] DM i
I B T e P L B — g oy 2, v G2 B
PN b N A S A kiR
BRA, SRR S RREAE . KIGR A
TEAES B b, g N AT e/ g — b 41 1 5 i
ol TR AR R AR T AU IS rf Y B
IR, GG TE e il 5 4 o (0 ) A PR o H
UL Bz JBk 2 i Je LRI B L, DM AR I b
IR A, AP 20 R 3 2 SR, E0f 4
it S 3 B A W A M T RE S L Ak i B 1R T & E L DA
AT e e 22 WL o O, B RIS R il
2 hn d YL . HDA,C 32 % S e 44 oy AR 3 7K
S, KT 2T 8 R SR G A e T
ARG BR, B BUR TR UK I 4R, 5
A= DM I & (905 B IE R 5 ) s 0 2 213 1 kR
FEFEHE L SN, 25 1 ) R S Re) R PR b e A e
IR AR AL 0 A X5 AT e G
RIS N e R T AN G , WBC 2 AR
I 2 — 2R M A, LA A TR | R AE
RET, HK PRI & EAaE iR,
WBC iy DM Jf & AT J& e Jib 79 20 57 e 16 A 2%
ACTA JEHUVART B RAE K 7, 2 40 (a5 5 1%
WAL RAESTIRERE ALK, HKE R E T
B, RN A Y Z R E MUK AT TR RAE X
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JR s

SR HA EEAE

(# ZE] B8 ST IR S A ZL L0800 5 (HPV ) 8% s RT3 G2k 245 2 xRk J L2 JR 1
W, FiE AL 2020 4F 9 H % 2021 4F 9 J AE 6T E M X A4 R e 4 WY 5 070 AT BRI 22 A
MR TS R HPV BYSR o N G HPV g o 4], 3R S faR HPV B4 pH (=45,
BHE ¥ 75 B L~V B2 | P 40 Bt R e 0o 3 1 1 Tt [ﬂ[il@lgﬂﬁk Nugent PF43 5 TR, 25 H ST =
SC(P¥I<0.05) 5 S A28 I 15 801 B PR AR B T 1k A 48 PR A R e A A R T R AL, B4
2 R A G 2FE L (PH<0.05) . meF‘JHPV %@ﬁﬂ*ﬁﬁﬁ#&i S B R T R T AR
FAERSTFHASTER W, MR RIRE T TRAESIERH, WAL ZRA S5 FE X (P
<0.05). 51 G HPV JR Y ff BH T8 i Ak 25 O R FT 0 S i L SR RS SR I AR R [ I s 2
TR R R o XT38 o AR R AT 78 43 O A RT3, DA B LES .
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Effects of high - risk HPV infection and vaginal dysbiosis on maternal and neonatal
outcomes during pregnancy

MA Junfeng, MENG Ying, JTAO Mingyuan*

(Clinical Laboratory, Tongzhou Maternal and Child Health Hospital of Beijing, Beijing, China, 101100)

[ABSTRACT] Objective To investigate the impact of high - risk human papillomavirus (HPV)
infection and abnormal vaginal biology during pregnancy on maternal and infant outcomes. Methods A total
of 5 070 pregnant women delivered in the Maternal and Child Health Hospital of Tongzhou District from
September 2020 to September 2021 were enrolled. According to whether they were infected with high - risk
HPV, they were divided into two groups: the high-risk HPV infection group and the control group. Results
The vaginal pH value = 4.5, vaginal cleanliness Il ~IV , leukocyte esterase, sialidase, bacterial vaginosis, and
Nugent scores in the high-risk HPV infection group were significantly higher than those in the control group,
and the difference was statistically significant (P<0.05). The incidences of microecological disorders, cervical
epithelioma - like lesions, fungal vaginitis, and puerperium infection were higher than those in the control
group, with a statistically significant difference between the two groups (P<0.05). The incidences of premature
delivery and fungal vaginitis in pregnant women with high-risk HPV infection and vaginal dysbiosis were higher
than that in the normal microecology group, while the rate of childbirth with umbilical cord around the neck
higher in the abnormal microecology group with a statistically significant difference (P<0.05). Conclusion
Pregnant women with high-risk HPV infection combined with vaginal dysbiosis will increase the unfavorable
pregnancy outcomes of preterm labor and also the risk of puerperium infection. Adequate early screening and
early intervention should be performed to improve maternal and neonatal outcomes.

[KEY WORDS] Human papillomavirus; Vaginal microecology ; Pregnancy outcome
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Rl PMAZARLZHFMELE [(x+5),n(%) ]
Table 1 Comparison of baseline information between the

two groups [ (xs),n(%) ]

25 ] s

ERAR i) (edsy 1T P

i Tb 20.77+4.28  30.35+4.04 3.385 0.001
2 38.83+x1.60  38.82+1.52 0.198 0.843

IR 1.95+1.13 1.96+1.10  0.157 0.876

R/ 1.39+0.54 1.42+0.53  1.195 0.232
FEBEREL 3.86+2.03 3.85+2.09 0.119 0.906
HIE R 79 (124) 739 (16.7) 7.408 0.006
EPRG o ORI PRI 147 (23.1) 1126 (25.4) 1.540 0.215
T WA 5 ol e 60 (9.4) 377 (8.5) 0.613 0.434
THE 49 (7.7) 300 (6.8) 0.764 0.382

JIEJi: 35 (5.5) 257 (5.8) 0.088 0.767

FRAR IR e bR 42 (6.6) 202 (6.6) 0.986 0.986
B 43 (6.8) 283 (6.4) 0.132 0.716

x2 WMAZPApHEMPBEREELLE [(v+s),n(%) ]
Table 2 Comparison of pH and vaginal flora between two

groups [ (x+s),n(%) ]

ST e sg) (g 1M P
38 pH {E 4.42+0.33 4.39£0.30  2.019 0.044
B8 pH {E=4.5 163(25.6) 915(20.6) 8.283 0.004
I TR I R T~V 194(30.5)  1081(24.4) 11.079 0.001
1 24 L P 68(10.7) 366(8.3)  4.222 0.040
B A B TR T it 30(4.7) 207(4.7)  0.003 0.957
W YR P T 83(13.1) 401(9.0)  10.340 0.001
LIRS BT 29(4.6) 137(3.1)  3.795 0.051
BE PEIIE R 28(4.4) 136(3.1)  3.168 0.075
P PERTE R 181(28.5) 994(22.4) 11.402 0.001
Nugent PE4FBVIHM:  473(74.4)  3522(79.4)

BV i) 86(13.5) 522(11.8) 9.848 0.007

BV BH: 77(12.1) 390(8.8)
TR 226(35.5)  1264(28.5) 13.237 <0.001

x4 WAZRAFILERLER (n(%)]

Table 4  Comparison of maternal and child outcomes [n(%) ]

= fa A HPV

5 54 T e JURAL i P

(1e636) n=4434)
LS 20(4.6)  213(4.8) 0.073 0.787
= 58(9.1)  450(10.1) 0.654 0.419
i L 1 190(29.9) 1357(30.6) 0.140 0.708
Ji A ] 6(0.9) 33(0.7) 0289 0.624
R 303(47.6) 2141(48.3) 0.093 0.761
FEBE R 24(3.8) 2(0.0)  151.557 <0.001
IR TERIE R 14(2.2) 47(1.1)  6.095 0.014
FE WU 52(8.2) 396(8.9) 0.393 0.530
e euny 22(3.5) 168(3.8)  0.168 0.682
B SUEZ 1(0.2) 22(0.5) 1415 0.349
77 e i 3(0.5) 49(1.1) 2198 0.138
TEREIIE I 249(39.2) 1783(402) 0261 0.610

2.5 [ fafl HPV &Yy
JLE R i

AR PR B B G HPV S 20, HO R ™ 85
PR BH 8 R R 53 00 & A B A AR IE 5 HPV 2Ry
A, ZRA G EE L (P<0.05) , MAESIER
Y HG L3 W B R B 7 28 3k A 38 1 T A8 R R
H, 225 A58 L (P<0.05), WFEKS5,

®5 BREHPYBEMESERSRESKENZA
FILERELE [n(%) ]

Table 5 Comparison of maternal and infant outcomes between

A 25 0 R TR B

pregnant women with normal and dysregulated microecology in

high-risk HPV infection (n(%) ]

®3 WMAZANBANILE [(2(%)]
Table 3 Comparison of delivery methods between two

groups [n(%) ]

B 167 HPV &L 20 Xif A 2

RS (n=636) (n=4434) 7 Pl
SR8 369 (58.0) 2516 (56.7) 0369 0544
e 267 (42.0) 1918 (43.3) -

2.4 £} L4 i

TE S KRR AR AT IR A O R B
TH 78 7 18 0 J e 45 Ry 6 B HPV R L 4 v T 0t
WA, 22 A G2 F 3 L (P<0.05) 5 4 22 13 Al
LB HAb 45 R 22 5 LGt % B L (P>0.05)
k4,

I T N
Ly 13(3.2) 16(7.1) 5.115 0.024
s 34(8.3) 24(10.6)  0.952 0.329
ik B L 122(29.8)  68(30.1)  0.008 0.930
Jif 2 B 2(0.5) 4(1.8) 2563 0.193
A EE3n 189(46.1)  114(50.4)  1.103 0.294
TESERREAREREAE 17(4.1) 7(3.1) 0.442 0.506
BB IE 2R 5(1.2) 9(4.0) 5.166 0.043
TE N 35(8.5) 17(7.5) 0200 0.655
ESv/ Supy 16(3.9) 6(2.7) 0.679  0.410
EV/SUEZ 0(0.0) 1(0.4) 0.817 0.355
77 Ja i 3(0.7) 0(0.0) 1.661  0.556
FEHR A M 168(41.0)  81(358) 1.613 0.204
FERE A IR 2(0.5) 4(1.8) 2.563 0.109
TABIRZS 2(0.5) 4(1.8) 2563 0.109
FRIL 20(4.9) 13(5.8) 0226 0.634
ERZIR 6(1.5) 1(0.4) 1.395 0.431
L 5(1.2) 0(0.0) 2.778 0.167
ILEWEH 29(7.1) 21(9.3)  0.990 0.320
O3 W PRI G 74(18.0)  26(11.5)  4.709 0.030
RS ES 41(10.0) 15(6.6) 2052 0.152

Bl )L 10(2.4) 5(2.2) 0.032 0.857
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43 5.5 mmol/L . 33 mmol/L 7§ 2485 T i, FRKF 33 mmol/L 7 24 B T i (19 HOc2 4 g 42 BRI Jo 1A 5% Yk
43 5% ¥ si-NC ,si-EZH2 .NLRP3-NC 1 NLRP3-OE, it A2 B4 .C4 .D4 E4 .F4 . #4n A
T 8L . EZH2 . NLRP3 % 4 /MK | Cleaved caspase-3 . Bax & [ %1k  IL-18 Fl IL-18 mRNA ik, &R
EZH2 . NLRP3, ASC . caspase-1 & IL-18.IL-18 mRNA 3 ik [t # , CON 411k T HG 4 (1=6.359,2.941
3.795.,4.539,17.874 . 22.507, P<0.05) , B 41k T HG 41 (1=3.168. 6.829 , 3.639 , 4.737 , 12.348, 13.915,
11.378, P<0.05),B 44 T A #H (1=3.727.5.336.8.485.4.859 ,11.300.,9.831, P<0.05) ,D 4 & T C 4 (1=
19.163.10.257 .5.743 .9.304..16.382 . 21.493 , P<0.05) ; Cleaved caspase-3 . Bax & 4 # ik I TR i, HG
Z1>A #41>B 41>CON 4] ,HG 415 B 4l LG 2475 X (P>0.05) , KA A G247 L (P<0.05), S E41H
5 F 41 T-% \EZH2 NLRP3 ,ASC . caspase-1 . Cleaved caspase-3 .Bax £ 1 ik J IL-18 . IL-18 mRNA &
B TF R (1=11.658.9.212,6.333,10.592 . 11.457 . 17.422 . 13.163 . 22.763 .9.163 , P<0.05) , & 7E = b
WEE T, BZH2 8 H R IA T, UK BZH2 0T 38 1o I8 3 00 335 % 48 4§12 1] 910 1) NLRP3 48 5E /MAE A T 11
HOc2 O JULAH I8 T~ FN 9 RE S5 45143 o
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Role and mechanism of NLRP3 inflammasome mediated by EZH2 in high glucose -
induced cardiomyocyte injury

DAI Lu, GAO Shilong, ZHOU Yanwen, YANG Qingxia, MENG Fufen*

[Center of Anesthesia and Perioperative Medicine, the Third Clinical Medical College (Affiliated Cancer
Hospital ), Xinjiang Medical University, Urumgqi, Xinjiang, China, 830011 ]

[ABSTRACT] Objective To investigate the role and mechanism of NLRP3 inflammatory body
mediated by EZH2 in the injury of rat cardiomyocytes (H9¢2) induced by high glucose (HG). Methods The
model of HG-induced injury of H9c2 cells was established by CCK8 method. The cells were divided into the
control (CON) group and the HG group, which were treated with 5.5 mmol/L and 33 mmol/L glucose
respectively. Then the H9c2 cells treated with 33 mmol/L glucose were transfected with si-NC, si-EZH2,
NLRP3-NC and NLRP3-OE respectively according to the liposome transfection method, and were recorded as
group A, group B, group C, group D, group E and group F. Cell apoptosis, EZH2, NLRP3 inflammasome,
Cleaved caspase - 3, Bax protein expression, IL -1 and IL- 18 mRNA expression were detected. Results
EZH2, NLRP3, ASC, caspase-1 and IL-1f, and IL-18 mRNA expression in the CON group was lower than
those in the HG group (7=6.359, 2.941, 3.795, 4.539, 17.874, 22.507, P<0.05). Group B was lower than
Group HG (r=3.168, 6.829, 3.639, 4.737, 12.348, 13.915, 11.378, P<0.05), Group B was lower than Group
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A (1=3.727, 5.336, 8.485, 4.859, 11.300, 9.831, P<0.05), Group D was higher than Group C (+=19.163,
10.257, 5.743, 9.304, 16.382, 21.493, P<0.05). Compared with the expression of cleared caspase-3, Bax
protein and apoptosis rate: HG group >A group >B group >CON group, HG group and B group had no

statistical significance (P>0.05), and the rest had statistical significance (P<0.05). Compared with group E,

apoptosis rate, EZH2, NLRP3, ASC, caspase-1, cleared caspase-3, Bax protein expression and /L-1f and IL-18
mRNA in group F were increased (1=11.658, 9.212, 6.333, 10.592, 11.457, 17.422, 13.163, 22.763, 9.163,

P<0.05). Conclusion

In the high glucose environment, the expression of EZH2 protein is increased, and

silencing EZH2 can target and inhibit NLRP3 inflammasome - mediated H9c2 cardiomyocyte apoptosis and

inflammatory response injury by regulating epigenetic modification.

[KEY WORDS | EZH2; NLRP3 inflammasome ; High glucose; HO9c2 cells
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I DAUE S8 e e 2
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Figure 1 Verification of EZH2-siRNA knockdown
efficiency and pcDNA-NLRP3 over-expression efficiency

2.2 EAEA S HOc2 O LA A A% A R A S
qRT-PCR £5R .78 , CON 4 IL-1B.IL-18

mRNA 3553514 (0.92+0.13) . (1.02+0.25) , f& T
HG 4 1% (1.82+0.32) . (2.10+0.26) , 2 4 Gi i1 2#
= Y (1=8.240,9.469, P<0.05) .
2.3 EZH2 I NLRP3 % 5iF /MA1E 5 B 5 HOc2
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Western blot 253 i /8 , CON 241 EZH2 \NLRP3 .
ASC caspase-1 FE AR HMK T HGH , Z R A5
P L (P<0.05), WK1,

&1 EZH2 1 NLRP3 K AE/METE S HEE S HOc2 O AL
MR EERIE (x£s)
Table 1 Protein expression of EZH2 and NLRP3
inflammasome in H9¢2 cardiomyocytes induced by high

glucose (x+s)

26 3] EZH2 NLRP3 ASC  caspase-1 K [13¢3A
CON4l 0.38+0.08 0.42+0.14 0.39£0.09 0.40£0.10
HG4l 0.67+0.12 0.58+0.10 0.57+0.12 0.76+0.23
tHE 6.359 2.941 3.795 4.539

P <0.001 0.009 <0.001 <0.001

2.4 il BZH2 AT i BE S Hoc2 WO JUL4A
T

Cleaved caspase-3 ,Bax £ H %k M 12K [
%, HG 41>A 41>B 41>CON 41 ,HG 415 B A L4
TH R L (P>0.05) , KR WA Gt 5 L (pP<

0.05), WF2,

R2 MH EZH2 X S HEEE S HOc2 (0 AL4ERA Cleaved
caspase-3.Bax EHRIERATEHEN (v+s)
Table 2 Effects of EZH2 inhibition on Cleaved caspase-3,
Bax protein expression and apoptosis rate of H9¢2

cardiomyocytes induced by high glucose (x +s)

21531 Cleaved caspase-3 Bax AT (%)
CON 41 0.22+0.03 0.27+0.04 0.63+0.08
HG 4 0.77+0.07 0.74+0.09 4.74+0.38
A# 0.72+0.08 0.71+0.07 4.68+0.45
B4l 0.41+0.06 0.430.05 2.26+0.21
FAH 9.204 5.782 4.703
PiE <0.001 <0.001 <0.001

2.5 il EZH2 AT 400 S v 5 S Hoe2 20 LA MY
RAE R,

RT-PCR Z5 /R, IL-1B . IL-18 % ik = L 3%,
CON 41, HG 41>A >4 >CON 4, 22 5 A Ge it
B (P<0.05), W3,

2.6 il EZH2 XF =5 BE i 5 HOc2 0> WL 40 g
NLRP3 %AE /M [ 3235 1 52 )
Western blot 25 5 i 7~ , HG 4 EZH2 .NLRP3 .
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IL-18 IRIAE (xs)
Table 3 Inhibition of EZH2 inhibited the expression of
IL-1B and IL-18 in H9¢2 cardiomyocytes induced by high

glucose (x+s)

5 FRIENLRP3 X EHEE S HOc2 (L AL RE Cleaved
caspase-3 1 Bax E A RIER AT R (x+5)
Table 5 Effect of overexpression of NLRP3 on the protein
expression of Cleared caspase-3 and Bax and apoptosis rate of

HOc2 cardiomyocytes induced by high glucose (x+s)

21 5 IL-1B ik IL-18 Fik i 21 51 Cleaved caspase-3 Bax T3 (%)
CON £ 0.98+0.12 1.01+0.15 C4l 0.380.04 0.42+0.05 3.57+0.32
HG 241 1.98+0.13 3.59+0.33 D4 0.79+0.05 0.76x0.07 6.31x0.59
A 2.32+0.26 3.02+0.31 t{H 20.249 12.499 12.909
B4 1.21+0.17 1.82+0.23 P{E <0.001 <0.001 <0.001
F{H 6.873 9.204
PAH <0.001 <0.001 A Cloaved caspasecs . 7o B % _ % ca
ASC ,caspase-1 & H A ¥ 5 F CON 41, B 4K F pax -, “_S i a
B-actin - o £5 5
HG 2E—]:‘j Aéﬂo D—IL%\?{ 4<Q E4l F4 ~ 0 IL-B IL-18

R4 H0E EZH2 3 S HEE S HOc2 DAL RE NLRP3 HE
IMEEBREWRIE (v+s)
Table 4 Inhibitory effect of EZH2 on NLRP3 inflammasome
protein expression in H9¢2 cardiomyocytes induced by high

glucose (x+s)

219 EZH2 NLRP3 ASC  caspase-1 #E 1363k
CONZ 0.23+0.04 0.18+0.04 0.18+0.03 0.3120.06
HG4l 0.60£0.12 0.670.12 0.42+0.18 0.78+0.21
A% 0.63£0.12 0.59£0.11 0.39+0.06 0.630.06
B4l  043+0.12 0.37+0.07 0.21x0.03 0.41£0.13
FAH 3.506 5.322 3.296 6.403
PH <0.001 <0.001 <0.001 <0.001

2.7 1363k NLRP3 X =85 S HOc2 (0 IL4H o4t
1) 52 )

5 CHLLLH, D HAMIIHT 3 Cleaved caspase-3 |
Bax # [138 15 J¢ IL-1B. IL-18 mRNA F ik ¥ T+

(P<0.05). WK 2.585.
A Be,,
g 1 amCyl

Cleaved caspase-3 E 17kD I =D

it ___{ 61 4
Bax [ >0 > % .4 i

e £

P g 9 3
c4l DAl g IL-B IL-18

& 2 i 3Ri% NLRP3 X & #8155 Hoc2 1 AL A Cleaved
caspase-3 ¥ Bax B ERIAM IL-15,IL-18 mRNA FiXHIZZ0H
Figure 2 Effect of overexpression of NLRP3 on the protein
expression of Cleaved caspase-3 and Bax and the mRNA
expression of /L-1f3 and IL-18 in H9¢c2 cardiomyocytes
induced by high glucose

2.8 i # ik NLRP3 %f T ¥t EZH2 J5 & ¥ i
HOc2 /U JILAH M43 443 1) 52 il

5E4HE,FAIH1-%  Cleaved caspase-3 .
Bax & [ 61k M IL-1B.IL-18 mRNA & ik ¥ 755
(P<0.05), UWKEI3.3k6,

B3 id3Rik NLRP3 3 F#t EZH2 [FEEH#EE S Hoc2 DAl
20 Al Cleaved caspase-3 #1 Bax EEHRIEK IL-1B.IL-18
mRNA i #9550
Figure 3  Effect of overexpression of NLRP3 on the protein
expression of Cleared caspase-3 and Bax and the mRNA
expression of /L-1f3 and IL-18 in H9¢c2 cardiomyocytes
induced by high glucose after interference with EZH2

6 FFRiENLRP3 3 FH EZH2 FRHEH S HOc2 (L ALLH
fifl Cleaved caspase-3 1 Bax EARIA BT RN (v+s)
Table 6 Effect of overexpression of NLRP3 on the protein
expression of cleared caspase-3 and Bax and apoptosis rate of
HO9c2 cardiomyocytes induced by high glucose after
interference with EZH2 (x +s)

415 Cleaved caspase-3 Bax TR (%)
E4H 0.32+0.06 0.35+0.05 2.32+0.26
F 0.61+0.06 0.63+0.04 3.84+0.32
t{H 10.808 13.828 11.658
PAE <0.001 <0.001 <0.001

3 it
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Z B E i m AL AT AR E Y e S TR
HIF-1o . IL-17 B2 TGF-B1 B850

R RTH HE S BRSBTS

[ ZE] BE H0rgs s 8y xSy e & I H R 8 55 5 8 T 1a(HIF-1a) |
HAZE-17(IL-17) Kb A K I F-B1(TGF-B1) BRI . Fa3k 14 2020 4F 5 A & 2022 4F 5 A Wb 4
EAFIR BE BE ISR 9 120 1) 3 A SR E & B BBE R AR AN R R Y O SO A S X IR (63 1], 45
FHLEIE Gl SITIRIAIT ) FIOLER AL (66 ], 48 &b i i i 5 S A IR AL T IB9T ) , W ALIA T A AT 2 J8]
Jei BB Bk AL 48 43 T (PaO,) | sl ik Il — ALk /3 JE (PaCO, ) & & 38 B (PaOL/FiO, ) | IfiL & HIF-1a  IL-17 J
TGE-B1 /K G RS7F 3 S JF R IE . BB WELH PaO,  PaO./FiO. = T % BAZH , PaCO, ik T X% HR4H , 25 5+
F G L (P<0.05) ; MEZ4 HIF-1o IL-17 . TGF-B 1 /K FAR T X HAZH , 22 34 G it 58 X (P<0.05) 5 W
G Jﬁuﬁﬁfxﬁﬁ 93.94% , B I 15 T X BRAL 11 80.95% , 25 57 A Geit 223 X (P<0.05) s WA - K AE K
AN 9.10% , B RALT X AL 23.82% , 22 A G 2% X(P<00‘3)o it fREmERAeEITR
ITRETA T S RE Y RAE GO IR R HIF-loc\IL-17]>7<TGF-Bl I, AT AT RO B R AR, A
A TR ORI Y R0 28 4k
[REA] e b eyT; LEY G IFEYL; HIF-1o; IL-17; TGF-B1

Effect of nasal high-flow humidified oxygen therapy on HIF-1«, IL-17 and TGF-f1 in
patients with bronchiectasis complicated with infection

YANG Zhihui'*, ZHAO Yubo®, XU Qian’, PAN Jie', CHANG Xingfang’, LU Kang’, XU Ning’

(1. Department of Respiratory , Hebei Provincial Geriatric Hospital , Shijiazhuang, Hebei, China, 050011 ;
2. Department of Radiology , Hebei Provincial Geriatric Hospital , Shijiazhuang , Hebei, China, 050011 ;
3. Department of Laboratory , Hebei Provincial Geriatric Hospital , Shijiazhuang, Hebei, China, 050011 ;
4. Department of Nosocomial Infection, Hebei Provincial Geriatric Hospital, Shijiazhuang, Hebei, China,

050011; 5. Department of Otolaryngology , Hebei Children’s Hospital, Shijiazhuang, Hebei, China, 050000)

[ABSTRACT] Objective To analyze the effect of nasal high flow humidification oxygen therapy on
hypoxia inducible factor-la (HIF-1a), interleukin-17 (IL-17) and transforming growth factor-B1 (TGF-B1) in
patients with bronchiectasis complicated with infection. Methods 129 patients with bronchiectasis and
infection admitted to Hebei Geriatric Hospital from May 2020 to May 2022 were selected, and according to the
different treatment methods, they were divided into the control group (63 cases, treated by nasal continuous
positive pressure ventilation) and the observation group (66 cases, treated by nasal high-flow nasal cannula

humidification and oxygen therapy) , the Arterial partial pressure of oxygen (Pa0,) , arterial partial pressure of
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carbon dioxide (PaCO,), oxygenation index (PaO,/FiO.), serum HIF-1a, IL-17 and TGF-B1 levels, clinical
efficacy and complications before and after 2 weeks of treatment of the two groups were observed. Results
The PaO, and PaO./FiO, in the observation group were higher than those in the control group, while PaCO, in
the observation group was lower than that in the control group, and the difference was statistically significant
(P<0.05). The levels of HIF-1a, IL-17 and TGF-1 in the observation group were lower than those in the
control group, and the difference was statistically significant (P<0.05). The total effective rate of treatment in
the observation group was 93.94% , which was significantly higher than 80.95% in the control group, and the
difference was statistically significant (P<0.05). The incidence of complications in the observation group was
9.10% , which was significantly lower than that in the control group (23.82% ) , and the difference was
statistically significant (P<0.05). Conclusion Nasal high-flow humidified oxygen therapy can regulate the
levels of HIF - 1o, IL-17 and TGF -1 in patients with bronchiectasis complicated by infection, and can

effectively improve the symptoms of hypoxia, with high clinical efficacy and safety.

[KEY WORDS]
infection; HIF-1a; IL-17; TGF-B1
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2 BT A: O 24 5 Boe kb AL 40 R 7 AR T 2
" FIL I W AR RN T IR S R T 1 Jmy s kb 24 M R 32 5
1%, B ARIRYT RO R AL, SE T B s 248
SR U A A ST AT R R A SR AT
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B, B ET-1 5 BT, 35 i 47 BR BEL 7, o e fifi
A, S TR Y . A B AR A T 48
o UL AL EUTT N SR IRE S O IER R
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FEISWIARIEE " s QI IR S S50 % PR 2 3 3 QN
B DIREIEH & RS MR R A3 o HEBRbr o
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Nasal high - flow humidified oxygen therapy; Bronchiectasis complicated with
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B HBFAIT 5 h, 7d R VTR, FFERYT 2 4

ITHE
1.3 WEHEFR
1.3.1 4L S8R i

3 ATRIT AT BT 2 JE S BT s km 2
mL, % F ¢ [ IPMA TRUPOINT IfiL < 53 #r {3
Jf L3P 41 B8 5 B0 Dk Il 48 43 i (Pressure of Oxy-
gen, Pa0,) . 3l JJk Ifit — %8 fL 5% 77 H& (Pressure of Car-
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1.3.2  PIALIME HIF-1a \IL-17 % TGF-B1 K- Fes

S TRITHT RYT 2 J S HhIBCE 2 2 5 A1
Frlik I 5 mL, L4 3 000 r/min H5# B0 10 min (B0
A 8 em) J B VA I Tl I A 92 1 G I i Vi
HIF-1o \IL-17 J TGF-B1 /K-, i3 & i [ b5t
124 B A A BN ) 5 AARG A0 B8 ™ A% 4 BRI
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1.3.3 Ml RS 7 &k Hds
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1.4 GEiteEirik

K FH SPSS 22.0 e 1 43 4k B, 3 i BT R}

Ph(x+s) %R AT e K030 s THECR B n (%) 4T

R AT 2K DL P<0.05 ok 22 5 B it

2 #R

21 WAl R bR A

RIT IR B4 3 PaO,  PaO./FiO, Y BIEI 7 1T
B 5 55, PaCO, B I B A, HOULZE 41 PaO., . PaO./
FiO, (= T X I 4, PaCO. AL T X R4, 22 S 5 G it
HE N (P<0.05), W1,
2.2 WZH MY HIF-1a IL-17 X TGE-B1 /K [ 4%

BT R, W4 B % HIF-1a . IL-17 . TGF-B1 7K
V- AR, HOWERA L T X A, 22 R A g1t
=X (P<0.05), W#E2,
2.3 WAL IR T R A

WELLHIRTT A IT RN 93.94% , W I 755 T 4] R
2111 80.95% , 2= FA B T2#E L (P<0.05) . W3R 3.

®3 FARKTHEE (2(%)]
Table 3 Comparison of clinical efficacy between the two

groups [1n(%) ]

45 n B EERe JCAK BAARE
XHR4] 63 37(58.73) 14(2222) 12(19.05) 51(80.95)
WELH 66 41(62.12) 21(31.82)  4(6.06)  62(93.94)
71H 5.004
P1ii 0.025

2.4 W I EAE L
LB I KR IE KA M 9.10% ., W WAL T Xt iR
A 23.82% , ERAFITHE X (P<0.05), WE4,

x1 FWAHAMNSIEREEE (vs)
Table 1 Comparison of blood gas indexes between the two groups (x +s)
. PaO.(mmHg) PaCO.(mmHg) Pa0,/FiO,
HI n N o N N ~ N N ~ N
bbagil] fra EREl] A ERE] e

X HRZH 63 04.23+4.25 79.45+4.18" 58.69+4.98 45.78+4.03" 277.64+4.69 324.94+6.85"
WL 66 05.07+4.34 87.36+4.25" 58.37+4.76 37.61£3.97" 278.61+4.68 367.49+6.48"

tH 1.110 10.652 0.373 11.598 1.175 36.255

P{H 0.269 0.000 0.710 0.000 0.242 0.000

- SRR T A, P<0.05,

£R2 MWLAEME HIF-1aIL-17 & TGF-1 /K FLLE (x+s)
Table 2 Comparison of serum HIF-1a, IL-17 and TGF-B1 levels between the two groups (x#s)

HIF-1a(pg/mL)

IL-17 (pg/mL) TGF-B1(pg/mL)

Q 1=}

A " YT AT fIT )R RYT AT hITIR RIT AT hITIR
bogitEi] 63 902.45+12.78 664.85+9.67" 80.36+9.36 64.84+6.89" 74.966.78 58.79+4.85"
WA 66 901.74+11.74 485.67+9.27° 79.489.47 41.69£5.96" 74.31%6.25 45.76x4.94°

il 0.329 107.450 0.531 20.438 0.567 15.109

PAH 0.743 0.000 0.597 0.000 0.572 0.000

- S RARY T A, P<0.05,
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1 vii HLA- 1 38hiis ST ORGPk
YA Rk AT KT Ak AWE FR A4

[ E] BH# Wi/ A E YR (HLA ) - T ShuR S sc_— e, i ke
2021 410 A 2 2022 4F 10 F 18] P85 DR ES Be GA 1 62 4l 1l /M i To A (PTR ) B, e IR 60
50 L/ NS A 3R A T IR AL, AP I/ HLA- T iR BE PG 2 i 5 2 1E I/ s b
F(ccn) /MR ER (PPR ), LA PTR A RS B DU/ MR HLA- T 2850k Biis 52 ROC <k, /3 #r
M/ HLA- T 850X PTR A9 T &405R , 620 Hr /Ml HLA- T 2890448 5 CCI PPR I HH KM . G5 R
PTR 41 ifil/Mit HLA- T ZEPR BEEAS 258 T X IR, 22 R A G024 8 L (P<0.05) . PTR A% /5 1 h.24 h
1 CCTH PPR YR T X B4, 22 A G2 X (P<0.05) , 1fil/IMi HLA- T 2550 PTR 19 <k T 1hi X
(AUC)2H 0.815(95% CI:0.735~0.880) , LB 558 0 85.45% . 77.61% . 4 Spearman A ICA I , Il /M
HLA- | S50 55575 1 h .24 h (%) CCIAPPR ¥ 2 HAHIC(P<0.05) . 4518 Iil/MR HLA- [ 2S84 iR
R B ER 6 PTR KAz & AT — o WA, EL I/ HLA-THUR S5 0 J5 1 h.24 h 9 CCI AN
PPR 2 G5, Xt/ MR HLA- T 250 P 2 2K £ 38 SR IO Ry 15 it A SR FAAIK PPR R AR,

[SEiA] /MRS TEA; AZE AN ; M scR

Correlation between platelet HLLA-I class antibody and infusion efficacy

PENG Dan, LI Huan, PENG Tao*, GAN Xinyu, YANG Junlong, LIU Liping, LI Heng, ZHOU Qianyu
(Department of Blood Transfusion, the General Hospital of Western Theater Command, Chengdu, Sichuan,
China, 610083)

[ABSTRACT] Objective To analyze the correlation between platelet human leukocyte antigen
(HLA) class I antibodies and infusion efficacy. Methods 62 patients with ineffective platelet infusion (PTR)
admitted to our hospital from October 2021 to October 2022 were selected, and 60 patients with effective plate-
let infusion during the same period were selected as the control group. The positive detection rate of HLA class
I antibody, corrected platelet elevation index (CCI) after infusion and platelet recovery (PPR) were compared
between the two groups. The ROC curve was drawn with PTR as dependent variable and platelet HLA- I anti-
body as covariable to analyze the correlation between platelet HLA - I antibody and CCI and PPR. Results
The positive detection rate of platelet HLA class I antibodies in the PTR group was higher than that in the con-
trol group, and the difference was statistically significant (P<0.05). The CCI and PPR in the PTR group were
lower than those in the control group at 1 h and 24 h after infusion, and the difference was statistically signifi-
cant (P<0.05). The area under the curve (AUC) of platelet HLA-I antibody predicted PTR was 0.815 (95% CI :
0.735-0.880) , and the sensitivity and specificity were 85.45% and 77.61%. According to Spearman correlation
test, platelet HLA class I antibodies were negatively correlated with CCI and PPR at 1 and 24 hours after infu-
sion (P<0.05). Conclusion Platelet HLA class I antibodies are significantly expressed in patients, which has
certain predictive value for the occurrence and development of PTR. Platelet HLA class I antibodies are nega-
tively correlated with CCI and PPR at 1 and 24 hours after infusion. Taking corresponding measures for pa-
tients with positive expression of platelet HLA class I antibodies is expected to reduce the incidence of PPR.

[KEY WORDS] Ineffective platelet infusion ; Human leukocyte antigen ; Infusion efficacy
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PEPE 2021 4F 10 1 & 2022 4F 10 H A8 T 7535
A5 DX B B 2 A2 MM /MR i T Y PTR AR 99 A bR
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6.24) % ; 1L 7Y . A KU 2445 B A4 12 5] O % 23 f4i] | AB
A3, XFBRAL 1Pk 31 4], 2ok 20 B 4F ik 22~69
2RI (50.15£7.58) 4 5 1LY - A Y 22 f5i] | B 74
13 41 .0 %4 21 5] (AB #Y 4 f5i], WAL — Moo} A 2=
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Z oAt ZiE T E A R
1.2 /IR T

I 7N A i A 3 A I R B i B AR R
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/N A5 P 200 30 e 2 o3k o 4 I 94+ 1) F 40
i, BRI 1 AR YY B /MR, 29 300 mL, 20 min
P 5E o
1.3 i/ HLA- T 2850446

B TSR B RRE S I R K UM 2 mL, EDTA 471
%k, 223 000 rpm &0 5 min, B SEAT ARG . ff
FH R KB FRAE PR AT BRA RIS LA HLA Kl
B B, SR FH 1R ¥ A 5 K I I /) Al HLA- T 4t
o TS NG LR A TR
1.4 I/ ERCRPEY

fii Fl CCT A PPR P47 1L /N i 12 345 , CCl=
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1.5 WEHER
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1.6 Gl hik

fifi 1 SPSS 26.0 Ze it Ak AT 5l Ge it 34t
THEVORME ] (x+s) 2, 4L1A] HL AR F kST ¢ 46
5, AL HL R X ¢ K56 5 TR e 5%
Fm LI BRI 2 K % L 28 T T A
(AUC) PEAN BN o AH 2 Fr ] Spearman
HXARE . PhP<0.05 Fm 25 A G5 L.

2 #ZR

2.1 WL /MR HLA- T 25500 BHAEK 3R H gk
PTR 41 Il /M HLA- T 288004 B 4G s 3 5
TXHRA, 2R AL B (P<0.05), W31,
F1 FAMNMEHLA- T R H0RPRM® H 2 L
Table 1 Comparison of the positive detection rate of platelet

HLA class I antibody between the two groups

41 51 no /MR HLA- T 2Btk pvEs MR (%)
PTR4 62 47 75.81
XTHRZH 60 8 13.33

7 1H 48.068

P1a <0.001




NTEWi SR Tl 20234E5 4 45154 4558 T Mol Diagn Ther, May 2023, Vol. 15 No. 5 - 795 -

2.2 W4HHITEJS 1 h.24 h % CCL 1 PPR L&
PTR A% )5 1 h.24 h % CCI 1 PPR X T
YR, 25 A G2 E L (P<0.05), W& 2,

®2 WA h.24h I CCIFIPPR LR (3+5)
Table 2 Comparison of CCI and PPR between the two
groups at 1 hand 24 h (x +s)

a5l CCI(10’/L) PPR (%)
WiER1h il 24h WIER1h RidESE24h
PTR4] 62 523+1.14  3.61x1.08° 21.37#2.76 11.25%2.21°
XHIBZ 60 18.96+2.73 16.34+2.59° 40.18+£5.45 34.62+5.13"
i 36.456 35.636 24.164 32.861
PE <0.001 <0.001 <0.001 <0.001

T SR 1 h A, °P<0.05,

2.3 i/t HLA- T ZEHeiAR X} PTR A 1500 i

I /A HLA- T 28504 0 PTR (1) AUC
0.815(95%CI : 0.735~0.880) , Youden $& %} 0.630,
THURR S B S N 85.45% . 77.61% ., WK 1,

100

80

60 =

HUREE (%)

40

20

0 20 40 60 80 100
100-45 55 (%)

B 1 ROC #zk
Figure 1 ROC curve

2.4 /M HLA- T 2850k 5 CCILPPR A AH G

Spearman A S 56 25 S BN, ML/ HLA- 1
KPR 545 1 h.24 h i CCIL I PPR ¥ 2 17 4
K (P<0.05), W3,

&R 3 IM/MEHLA- [ 4165 CCI.PPR KX 1%
Table Correlation between platelet HLA class I antibody
and CCI and PPR

B 1fil /MR HLA- T 285044
Ei=t D

r{H P1H
HidJ5 1 h CCI -0.571 <0.001
)5 24 h CCT -0.524 <0.001
$ivE 5 1 h PPR -0.599 <0.001
i1¥ )5 24 h PPR -0.583 <0.001
3 it

AT AF oK it B A AL = A AN B R o i
LA AN W7 17 FH % 28 i PR i ot v, 8 2 o, o 551
AN AR ST RUE R TR R B T Y

RTINS B I 1Y) T2 A
25 H AT /R ECER DD s D Re R RS R, T
2O IR = =0, RAFSEHR /M
TR 2k PTR, S B I RCRAME , 4k i 52 i
J&i o PRIIE PTR 2 I PRYGYT THII ) — FOYERE ™", f
PN Z AR N R 25 E PTR (PR Z, JE 4
92 1 R 3 A 456 I/ VB B et R PR P REAN 4
FIDK A 2E 45 T e e IR R R 2 HG ABO ILAUARA |
AN N 1 e e RS2 A R R 5
UESZ, I8 i 700 o 2 S B PTR KA BN &K,
JEHOZ A AR R A R AR 4y, BB 5 AR
&, FECPTR KA, Sy AMIRARIE™ , i/ M e B o
PO BH M ot i s, FLh Ui/ i HLA- T R
RERF . HLA JE AR FE B EA 5 B 2 ARG TR
Pl S ARPLIR , B i A £ B S AR A1k
(major histocompatibility complex, MHC) , 1fij MHC
ST ZE IR A2 A DR DG, R A o/
M HLA- T 252 AT RES [ PTR B9 32257 A

A IS R T b X 4% I B ) 245 7y PTR
PEAGFR A BEATRG I , & B /MR HLA- T 285014 BH
PR H R 85.30% (209/245) , IESE T Ifil /Mt HLA- 1
BYAR G PTR 9 EEJFHIH . gk L EN & g
H HLA- T ZRPURJE 52 m PTR & A 0930 57 fa 16 A
£ ARHRSE R B R, PTR 4100/ HLA- T k¥t ik
FH RS %0 75.81% , % BEZH 1L /M HLA- T 26451
A BAPERS 1%k 13.33% , PTR 20 Ifil /Ml HLA- T 2%
PUARBH MRS R & XTI, 2 R A ST E X,
CCI 1 PPR J2& s Wi VERICR 1Y B 346 bR , CCLAR i
R m AP T, PPR MR I 2 AT, X
WA FE b T D R BR P byl 2 1 R B AR 22 R
M), PEAN R SR B 72 0L, 438 45 Hi CCIPPR kK
/N B RO B AR A5 L R, PTR
HHi7E )5 1 h.24 h i) CCI Al PPR H{K T XF BE 4,
ZRAGEE S, SRANE A . AR
WFFER & B, /N HLA- 1 2857 4K #i il PTR 1)
AUC 4 0.815(95%CI : 0.735~0.880) , B 45 5
BE h 85.45% . 77.61% , AUC &5 T 5k & Bl 48 150 1
0.726, AT 7R 1 1L/ HLA- T 284004 BHAE G H
RIEAEARW T, B & 7 S AR R, i —
%% Spearman AHICKT 35 7, Il /MR HLA- T 2895¢
R 5515 1 h.24 h 1y CCI #1 PPR ¥ 5 4 ¢,
PR T Bl /N HLA- T 25044 BH PR 4G R
i, CCI #1 PPR 23 [ Z FEAIG . HAT PTR 7E 3 [E 47552
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ke A i LN AT, A BPE 5 i s X A7 A S B 1 PR 3R A
B AR EAT L/ HLA- T 2R BT AG T L
FEAR PTR KA, W FA7AE HLA- T RBifR R
PERY B I RXAFIEVEHE HLA- 1 2401k 80 8 4
SR B it T B2 EHF HLA-T 8B )5 2R 647 1M1
AN , IXJEA T AT RRXE T 5

Zi L Frid , PTR & [/ HLA- T 2850 BH

PEAS 25 v, wlnT DA PTR & A= % &, Hoifi /)
My HLA- T 255K 555785 1 h .24 h /) CCI fil PPR
5 GOR 56 , RF IR HLA- T 28401 B 2654
RO R H it BRI PPR AR
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BT Y] 11 388 PR FLAKT LI A N FE R A I i
i VEGF .MMP-9 Kz T ik 24Ny B0 5

I FAE B4R FEE

[ E] HE HFIT WD 0SR20 AT FLIR R AR S 98 WLRCR K il 375 3 5 4 s 25 11 -0
(MMP-9) FlIiL 48 3% 7 AE K M7 (VEGF) A2 Ttk LA B 520 . ik ZEH 2020 4F 1 J1 % 2022 4F 1
A TN R ERFURINEMT BRI AR T ~ T WL S AW IE 5t 5, $ RE ) 11 2R R0k i
A3 AL (S WE D] 1, n=50) AU R (f FH 2 A IE VI, n=50) , LEE W 20 1 XL BRI TE 4 25
2 RISy AR BIARJE M5 VEGE .MMP-9 . CD4+ .CD8+ .CD4+/CD8+ /K - 3t & JE & /1% MBI &
o R OSBRI A e 255 2 AUOR I B B s TR R, 2 R A SR L (=
8.171.4.502, P $1<0.05) . AJ5 WELL H 1L H VEGF . MMP-9 B AR T4 4, 2 S A G % 8 X (=
2.755.5.962, P 34J<0.05) , AR J5 W ELL ) CDA+ . CD8+ . CDA+/CD8+M i & T-XF R4 , 2% F B G it
Y (1=4.081.4.193 .5.613, P 34J<0.05) . % R I K AE S & AEF N 2.00% , B WAL T X HRAL 18.00% , 22
SAGIFE L (=7111,P<0.05) . WELLL B B IME i 5 B A 88.00% W 1 = Xt R 411 58.00% , 22
SAEGIHE L (f=11.416,P<0.05) . it ZWIE Y EIE AR IR GENS IR ARG JE B, FAIG L 7
VEGF .MMP-9 /K-, 455 G E IR AR A2 , I HLRARIT R A & 2B 0 AU, | 32 5 R 3 i

[X@RA] SEIEDIHEIBRIAR,; FUEASS ; SSUWACE; 117§ VEGF; MMP-9; T ik [ 40 i A

Effect of plastic and breast conserving surgery with beak shaped incision on
postoperative beauty and serum VEGF, MMP-9 and T lymphocyte subsets in breast
cancer patients

WANG Xulin'*, LIU Xinmei', MENG Juan®, LI Huixuan'

(1. Department of Breast and Thyroid Surgery, Haikou People’s Hospital, Haikou, Hainan, China, 570100;
2. Department of Oncology , Haikou People’s Hospital, Haikou, Hainan, China, 570100)

[ABSTRACT] Objective To investigate the effect of plastic and breast conserving surgery with beak
shaped incision on the postoperative beauty of breast cancer and the influence of serum matrix metalloproteinase-9
(MMP-9) , vascular epidermal growth factor (VEGF) and T lymphocyte subsets. Methods The patients with
stage I ~1II breast cancer who underwent tumor plastic surgery in the breast surgery department of Haikou Peo-
ple’s Hospital from January 2020 to January 2022 were selected as the research objects. According to the type of
incision, the patients were divided into the observation group (using the beak incision, n=50) and the control
group (using the half-moon incision, n=50). The symmetry score of the two breasts, the comprehensive aesthet-
ic effect score, the level of serum VEGF, MMP-9, CD4+, CD8+, CD4+/CD8+ before and 3 days after surgery
were compared between the two groups. The incidence of complications and satisfaction with appearance were
also compared betweeb the two groups. Results The symmetry score and comprehensive aesthetic effect score

in the observation group were significantly higher than those in the control group, with statistically significant
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differences (#=8.171.4.502, P<0.05). The serum VEGF and MMP-9 levels in the observation group were signif-
icantly lower than those in the control group (#=2.755.5.962,P<0.05). CD4+, CD8+,CD4+/CD8+ in the obser-
vation group were significantly higher than those in the control group after operation, with a statistically signifi-
cant difference (1=4.081, 4.193, 5.613, P<0.05). The total incidence of complications in the control group was
2.00% , significantly lower than in the control group (18.00%) (*=7.111, P<0.05). The appearance satisfac-
tion of the patients in the observation group was 88.00% , which was significantly higher than that in the control
group (58.00% ) (x*= 11.416, P<0.05). Conclusion The plastic and breast conserving surgery with beak

shaped incision can improve the postoperative beauty, reduce the levels of serum VEGF and MMP-9, maintain

the stability of immune function, reduce the risk of complications, and improve patient satisfaction.

[KEY WORDS |

Plastic and breast conserving surgery with beak shaped incision ; Postoperative breast

cancer; Aesthetic effect; Serum VEGF; MMP-9; T-lymphocyte subsets

WA FL IR F 267 7 O T R FL TR
SARGSTEREIRYT , B, BE 2L B AR
MY AR 2 A DL S 2t X 3L 5 A W 3B 5K, FLR T
ARIEYT B TP O 78 S D) B g 2H 2L
AP EREIE T AR W o Y ETFLIRSNE T
AR5 i 1 VU A B A A IR D B 2 AR IS,
RTINS B SR DL OB FL IS B R FR, B 4%
1) SHfe st 5 00 B NI PRI 850 F- AR 5 vk b
1) FEBEY)F Y 32 BRI ] g M VTR 98 A2 41
21 (H AT 11 30 23k B BT 2 %) [R5, e e
BEMNALEA I SEIEUI O AUBE BT
e 3L 5 B T35 BV [ 1 4R i B A5 A XU 3L
IRBIRTFR . AWFFEIE T S B D] IR R 3L
OEN ST NS SR E N K= AN 4 NS
(vascular endothelial growth factor, VEGF) . % it 4>
J& 25 F1 -9 (Matrix metalloproteinase-9, MMP9 ) 2
T bk L 20 R B 5 0], 5 7R VAl S T2 1 7R 5L
Ji i R BRI AR LR rh B 1 T 1B

1 #REFE

1.1 — R

FEH 2020 4F 1 H & 2022 451 H Tl AR
= B FUAR SR T IR OB AR 1 T ~ T A ZLAR AR 2
ViR 5E X5 42, e BRI 11 288 0K 250 o WL 4
(fdi FH S WED] 11, n=50) FIXT BRZH (i 2 H 210,
n=50). WMEH AR (39.0122.51) %,
(13.04£2.03) 4, 5 Kk Bl kg 2400 20 451, %04 21
) o XF B2 7 ¥ 4F 4 (40.29+2.32) %7, 7 95
(12.96+2.31) 4~ A , 5 %30 FE Ry B0 25 451, XL 25
Bl WIZH—MROR AR, 22 R TG (P>
0.05), A0ttt AR SRR HZ 61 24t
HE, BT B R @ Y E A R E 15 .

AN HE - D2 BRE5 K412 o LR 1=
SER (T ~T) QA7 X LI K ot
RbTE S R B0 gk s D g I 7L Sk E B <2 em;
@I e KAE<3 em. HEBRARIE : OF I H AL 2L
PN QAR TTEL 5 B & 5 @& IR i 89
T @I IRFRA R
1.2 FARI®E

Fir A BB R i [l — SR AR A Al 37 5
B, PRS0 L Oy 4 B ORR I . L5 201 A 3 AR A0 g
BT S HEIE Y O, IR R 2 AR O,
W B Ebmic & UIr R EME f5 R R
TR 2 RRE ) S M T B AR A iR A e i ged
JAFE 2 em [ IEH AZTER, VIR ok B9 2 2Lk
UKUR G 3% ek B B T BEAG A . o PREE SR A i2
JFLIR R AU AR PRV G 02 1 1 L
T, X A A G 11 ] LR 4 i i 2 L IR 4L 2
il 4 B A I J AR P I 4 A R R SR BR o
X HRZH S8 5 B0 0 2 FL D U kA T4 5 OF
HAIME o R F R LSS M8 R8T 1 em 5 4508 -
AT IR DI 1147 17 Wi 96 2L 205 4% A ol ko O L 45 7
o AJETREU)H A E 7R 51 BRI L+
2 K, RJE 10 d R4 PR 2w 2 VI O - #
FUIE O, 5 0 BT ACRE W A T8 B, 25 T A YR
SrRE T FORT L . AR S A i 1 G [ ]
K LR E W 28 ZL IR 48 B R AT 4 B AT
WS 8] B ARAT ST o
1.3 WEHER
1.3.1 FLp 3L

TARJG 2 d R HAFLRIFRE T3 FIE5E G 322458
SRVEI R BB 1 EL D MR AT PR, DL R
PEVEAT 38 R 0~5 53, 275 222U A Y 431l
0~10 53, PIE /- B 5205 2 MACR 2 IE
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1.3.2 I3 VEGF .MMP-9 /K F-#5: ]

FARHAT2 h ARJF 4 h REBH WKL 5 mL,
7E 3 000 r/min, B.02FE4 10 cm B F O 5
min, 73 55 12 0, SR FH T EE G 928 1% A I If v
VEGF .MMP-9 7K V-
1.3.3  TtkELA T A

F ARG 4 h LK 2 mL, R R
YHMIA (TR IR YIE B A= 0 B 7 L 7 3 A BR 2
A, 45 BC-5300 2Y) il 7 T 9k I 40 i S B CDA4+
CD8+H 1 73R L [ CD4+/CD8+ HAH '
1.3.4  JfFRIE KL

WA I S BB AN R K AR AL, gL by
AT LA T R Y A A
1.3.5 FEIMEHER

RIG 6 A, M 2 446 E IR & E 4T E i L2
b AR B A AR R BRI 9 AE YR TT T 5% 41 SOMA -
LNET P45 fir A7 PR 3L 8 3 i A7 3L D7 L 8 s8R
WAl PP RAEE 0 N4 H L B S HIR 1~4 57,
31~36 43 ML 75 , 26~30 43 K K Uf, 21~25 43 hp—
i, <21 BV 2E
1.4 Gtk

K HI SPSS 22.0 Ge it 2 # ik AT B s b B, 1
ERLA (2 25)FR AT A5, THECRERIA n(% ) R
AT KRR, L P<0.05 N 2ERA SRR X,

2 HR

2.1 PIALRFLA FRIEVE I3 255 56 A ORI Y
e

Xof BEZH 1 UL X BRI PP 23 L 25 2R ORIV
oW R AR T, 25 A G E (P
0.05). WF1.

x1 FWABREVIANHRETS GEEFHRTIH
P (xxs)

Table1l Comparison of two groups of patients’ breast ymmetry

scores and comprehensive aesthetic effect scores (x+s)

2H 5 no ORFUSFRYETESr (43)  LEEFEFRURESY (47)
WM 50 3.10+0.67 7.08+1.63
XHHRAL 50 2.12+0.52 5.78+1.23

A 8.171 4.502

P1E <0.001 <0.001

2.2 W AR ARJ5 3d IfiL7E VEGF ,MMP-9 /K -
A

W32 AR i AY 1AL T VEGE \MMP-9 7K - [L#5 , 2%
SIGI 25 L (P>0.05) s R J5 Wi 4] 8 & 10 17

VEGF . MMP-9 /K- F ARG, H L4 17 175
VEGF ,MMP-9 /K-8 A F X B4, 2 %46 4t
22 Y (P<0.05), WFE2,

*2 MABZEARH ARG 2dMF VEGF.MMP-9 7k F
bb3g (xs)

Table 2 Comparison of serum VEGF and MMP-9 levels

between the two groups before and 2 days after operation

(x+s)

VEGF (pg/mL) MMP-9 (ng/mL )
A Hi P NE A HiI AJG
WELH 50 31.74+13.28 17.51+8.33 521.59+75.63 289.31+29.77
YHRZE 50 32.07+15.06 22.69+10.36 519.34+75.00 337.32+48.54
A 0.116 2.755 0.149 5.962
P1H 0.908 0.007 0.882 <0.001

45 n

2.3 W4 T bk LS 40 S A K OF g

ARG VLB 4H #F H CD4A+ . CD8+41 Jifl 43 %% LA
Je CDA+/CD8+21 Jfi Lt Al 37 B S AIC T X IR 4, 22 %
HE 245 L (P<0.05), W3,

%3 BARBTHEBMITEKFELLE (x+s5)

Table 3 Comparison of T lymphocyte subsets between the

two groups after operation (x+s)

2H 51 n CD4+(%) CD8+(%) CD4+/CD8+
WZEH 50 36.56+6.08 32.47+4.97 1.34+0.37
XHRZE 50 31.67+5.90 28.29+5.00 1.02+0.16

tHH 4.081 4.193 5.613

P{E <0.001 <0.001 <0.001

2.4 LB I AORE &AL LB

NLEE 2] 1) I R o K A R s T IR,
ZERAG R E L (P<0.05), W4,

x4 WMAREHEEEEERLE (%))

Table 4 Comparison of complications between the two

groups [n(%) ]

2H 51 n  FEEE I e oy MEE
WELH 50 0(0.00) 1(2.00) 0(0.00) 1(2.00)
XHRZH 50 3(6.00) 4(8.00) 2(4.00)  9(18.00)

Vel 7.111

P1E 0.008

2.5 PIHBEENIMNETEE KR
WA ZH B9 AME T SR B o T X R, 2 5%
B 51 rE L (P<0.05), WLE#E 5,

3 it

T LR SR B AT O Gl O TR
0T, B TARBOR A LI AR R, 8
(s Rt — 225 Tt FLIRE AR i B b 2 &
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x5 MAINBMEHEEERLER (n(%)]
Table 5 Comparison of breast shape satisfaction rate

between the two groups [1(%) |

Al (325%;6) ( 2%3;)) (21~ﬂ§5) (0%20)
M4 50 19(38.00)  25(50.00)  5(10.00)  1(2.00)
XTI 50 4(8.00) 14(28.00)  19(38.00) 13(26.00)

pal: 11.960

PiE <0.001

ARG AR | N DT 1 A% e 455 X e A8 Sy ST B 1% ik 2D
b BE BIR YT TN IR T, SR N B T
NERRIT T . BT ELRE R e RARIA R B
A BAE T AR, B H T 835 0 2L 5 1) 56 Ak
AL NI DO B E - N SR ORI IS 9 Al ]
s BT, BIE ORI BB AE TE DI B 7L AR i 41 2
Y JET b SR FH AR IR SRR AR X 3L 55 1 2 i A4 24
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1 A 0 7 L MR 98 12 W b AR AR B R S s B 12 T AR IR B R RS 1 DK R o R B
BB 5E KRB, LT I SF . VEGF K CEA /K-, /3 M =4 B4 ke il xot L i gee 2 4 56 7%
T, R WL B F % SE.VEGF M CEA /K V-2 T X IR , 25 5 B Gi it 8 X (p<
0.05) . FEFLIMEIIZW T, SF.VEGF K& CEA B4 6 I 1) S A Re 5 2 1 T BRITURS I ( P<0.05) o 7
S4 I FLI I IR A D RAER BB B E A 1L 6], RE KGR WEHEA 43 0], B EREBAEH TG
SF.VEGF } CEA /K- ¥m FARE KB A, 257 HA 5T #E X (P<0.05) . K4 ROC #Hi£E T %1, SF.
VEGF & CEA W& 46 I 2L i 52 & 7 % 1% S50 Ja B AR kR S5 B 49 3011 4 0.819 i1 0.802, AUC=0.843 (95% CI :
0.761~0.926) , I i 1= F BLIUR I ( P<0.05) . 4518 FLIWJE B I35 SF.VEGF M CEA Rk K37,
AR TE LR 2 W R 5 B R RS i T vh B AR R
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The value of serum SF, VEGF combined with CEA detection in the diagnosis and
prediction of recurrence and metastasis of breast cancer

YANG Jianmei'*, WANG Fang', WANG Xiuyun', YANG Sanhua®, NIE Yaoyao'

(1. Department of Oncology, Dongying People’s Hospital, Dongying, Shandong, China, 257091; 2. Department
of Pharmacy, Lijin County Hospital of Traditional Chinese Medicine, Dongying, Shandong, China, 2257447)

[ABSTRACT] Objective To analyze the value of serum ferritin (SF) , vascular endothelial growth
factor (VEGF) combined with serum carcinoembryonic antigen (CEA) detection in the diagnosis and predic-
tion of recurrence and metastasis of breast cancer. Methods A total of 104 patients with breast diseases admit-
ted to Dongying People’s Hospital from February 2020 to January 2022 were selected. Pathological examina-
tion results showed that 54 patients with breast cancer were included in the observation group, and 50 patients
with benign breast diseases were included in the control group. The serum SF, VEGF, and CEA levels be-
tween the two groups were compared, and the sensitivity and specificity of SF, VEGF, and CEA alone and
combined detection in the diagnosis of breast cancer were analyzed. After 12 months of follow-up, the observa-
tion group was divided into the non-recurrence metastasis group and the recurrence metastasis group according
to tumor recurrence and metastasis. Serum SF, VEGF, and CEA levels between the two groups were com-
pared, and the predictive value of the combined detection of the three on breast cancer recurrence and metasta-
sis was analyzed. Results The levels of serum SF, VEGF and CEA in the observation group were higher than

those in the control group, and the difference was statistically significant (P<0.05). In the diagnosis of breast
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cancer, the sensitivity and specificity of combined detection of SF, VEGF and CEA were higher than those of

single detection, and the difference was statistically significant (P<0.05). Among the 54 breast cancer patients,

there were 11 patients with recurrence and metastasis, and 43 patients without recurrence and metastasis. The

levels of serum SF, VEGF and CEA in the recurrence and metastasis group were higher than those in the non-re-

lapse and metastasis group, and the difference was statistically significant (P<0.05). According to the ROC

curve, the sensitivity and specificity of SF, VEGF and CEA combined detection of breast cancer recurrence and
metastasis were 0.819 and 0.802, respectively; AUC=0.843 (95% CI: 0.761~0.926) , which was significantly
higher than that of the single detection (P<0.05). Conclusion The expression levels of serum SF, VEGF, and

CEA in patients with breast cancer are elevated, and the combined detection of the three has important guiding

significance in the diagnosis of breast cancer and the prediction of postoperative recurrence and metastasis.
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B M AR NI AR oL, R R 2 0 T2
PERARE | JH s A8 B0 b Jeg 5 e i vh . Eisfhs
SERE ST FE R 145 N 2 A K R (vascular endothe-
lial growth factor, VEGF) X Ifil 45 F- A= i £ {2 #F 1
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*1 WHHEHEME SF.VEGF & CEA KFLLE (x+5)
Table 1 Comparison of serum SF, VEGF and CEA levels

between the two groups (x+s)

20 51 n SF(ng/mL)  CEA(ng/mL) VEGF(pg/mL)
YR 50 47.53+6.81 2.14+0.57 127.54+31.62
WELd 54 132.05%7.11 14.96+2.91  284.37+61.55

A 61.808 30.602 16.148

PAH <0.001 <0.001 <0.001

2.2 BTG SR AR X FL R B2 W 4 R

1 FLIR I A2 Wi, CEA SR 81.48% (44/
54) , 5 55V 66.00% (33/50) 5 SF HURAE 75.93% (41/
54) , H 51 72.00% (36/50) ; VEGF SR 77.78%
(42/54) , 45 51 64.00% (32/50) 5 = 3 Bk A Sk
92.59% (50/54) , 5 5P 88.00% (44/50) , 4 7 T 5.
TGRS (P<0.05) ., WL 2,

2 BERBSHRNNILRERIS W %R

Table 2 Diagnosis of breast cancer by single and combined

tests

CEA SF VEGF = HBA

+ - Fit + - &+ - A+ - Al

FLE 44 10 54 41 13 54 4212 54 50 4 54
JEFLEE 1733 50 1436 50 1832 50 6 44 50
43F 61 43 104 5549 104 60 44 104 56 48 104

TiH

2.3 REKFBHGE KR LM SF.
VEGF K CEA 7K 4%
TE 54 B FL I B E b, R AR R R AR Y R
A 10, RE R EEA 43101, ZREBH
F M SF.VEGF & CEA /K- ¥y TR & & 5%
M, 2R BAGITFE X (P<0.05). W33,
R3 KREREBHASELREBEEEME SF.VEGF K
CEA 7K FLLER (x+5)
Table 3 Comparison of serum SF, VEGF and CEA levels in
patients without recurrence and metastasis and in patients with

recurrence and metastasis (x+s)

21 51 n  SF(ng/mL) CEA(ng/mL) VEGF(pg/mL)

REREKA 43 111962631  12.13x2.11 271.13+5.42
SRERA 11 21058+7.84  26.02+342  336.1326.11
A 44.012 17.003 34.604
P1E <0.001 <0.001 <0.001

2.4 SF.VEGF & CEA B4 K w19 &2 & e
0 T A {E 53 B

M5 ROC Hi £ 7] %1, SF, VEGF J% CEA Bt 4
oz W 2L B 98 R R I A% 1) RSURR B RN R S BE 43 B R
0.819 #1 0.802, AUC=0.843(95% CI:0.761~0.926) ,
HH I R T RATIAGN (P<0.05) ., WL 4 K1,

&4 SF.VEGF K CEA BXE# U ILIRE S X H B
&
Table 4 The predictive value of SF, VEGF and CEA in the

recurrence and metastasis of breast cancer

WMWK+ AUC 95% CI MU RS PME
SF 0.713  0.597~0.829 0.630 0.724 <0.001
VEGF 0.723  0.603~0.844 0.667 0.692 <0.001
CEA 0.777  0.657~0.896 0.741 0.615 <0.001
=HBEA 0843 0.761~0.926  0.819  0.802  <0.001
1.0
S/
0.8 —SF
— VEGF
w oo6f _[]f CEA
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Bl 1 ROC #iZE
Figure 1 ROC curve
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Expression and detection value of NLR and CAR in patients with colorectal cancer
perioperative infection

WANG Yong*, HE Neng, LIU Jia, LIU Wei, ZHENG Zuwen

[ Department of General Surgery, Affiliated Hospital of Sichuan Nursing Vocational College (Sichuan Third
People’s Hospital ), Chengdu Sichuan, China, 610000 ]

[ABSTRACT] Objective To explore the expression and detection value of neutrophils to lymphocytes
ratio (NLR) and C-reactive protein/albumin ratio (CAR) in patients with colorectal cancer and perioperative
infection. Methods A total of 102 patients with colorectal cancer treated in Affiliated Hospital of Sichuan
Nursing Vocational College were enrolled as the observation group between October 2019 and October 2021,
while 60 healthy controls during the same period were enrolled as the control group. CAR and NLR were
compared between the two groups. According to presence or absence of perioperative infection, patients in the
observation group were divided into the infection group and the non-infection group, general data, CAR and
NLR in the two groups were compared. After 12 months of follow-up, patients in infection group were divided
into the death group and the survival prognosis group according to presence or absence of death. The diagnostic
value of CAR, NLR and combined detection for perioperative infection and prognosis was analyzed by ROC
curves. Results CAR and NLR in the observation group were higher than those in the control group (P<0.05).
The levels of C-reactive protein (CRP) , white blood cell (WBC) , neutrophils, lymphocytes, CAR and NLR
in the infection group were higher than those in the non-infection group, while albumin (Alb) level was lower

than that in the non-infection group (P<0.05). CAR and NLR in the death group were higher than those in the
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survival group (P<0.05). The AUC of CAR combined with NLR in the diagnosis of perioperative infection was
0.915 (95% CI: 0.843~0.961) , greater than that of single indicator (P<0.05). The AUC of CAR combined
with NLR for assessing prognosis of patients with perioperative infection was 0.900 (95% CI: 0.766~0.971) ,

greater than that of single indicator (P<0.05). Conclusion

NLR and CAR can effectively diagnose

perioperative infection and predict prognosis of patients with colorectal cancer.

[KEY WORDS | NLR; CAR; Colorectal cancer; Infection
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Table 1 Comparison of CAR and NLR between the two

groups (x+s)
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CRP(mg/L) 62.47+18.76  10.52+3.71  21.072 <0.001
Alb(g/L) 25.60+9.62  33.48+8.57  4.333 <0.001
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Table 4 Diagnostic value of CAR, NLR and combined detec-

tion for perioperative infection in patients with colorectal cancer
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Figure 1 ROC curves of CAR, NLR and combined
detection in the diagnosis of perioperative infection

in patients with colorectal cancer
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Table 5 Evaluation value of CAR, NLR and combined
detection for prognosis of perioperative infection in patients

with colorectal cancer
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Figure 2 ROC curves of CAR, NLR and combined
detection for evaluating the prognosis of perioperative

infection in patients with colorectal cancer
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Effect of levetiracetam on liver function and blood lipid in epileptic patients

BAO Yong', LI Kehuang'*, ZHANG Yue®

(1. Pharmacy Department of Fuyang Third People’s Hospital, Fuyang, Anhui, China, 236000; 2. Depart-
ment of Neurology , Fuyang Third People’s Hospital , Fuyang, Anhui, China, 236000)

[ABSTRACT ] Objective To explore the effect of levetiracetam on liver function and blood lipid in
epileptic patients. Methods A retrospective analysis was performed on 96 patients with epilepsy treated in
Fuyang No.3 People’s Hospital from May 2020 to May 2022. According to the different medication schemes,
the patients were divided into the control group (n=50) and the observation group (n=46). The control group
was treated with valproate and the observation group was treated with levetiracetam. The curative effect, liver
function index and blood lipid level before and after 6 months of treatment were compared between the two
groups. Results Before treatment, there was no significant difference in TC, TG, LDL-C and HDL-C levels
between the two groups (P>0.05). After 6 months of treatment, the levels of TC, TG and LDL-C in the con-
trol group were significantly higher than those in the control group, and the difference was statistically signifi-
cant (7=4.648, 5.894, 2.593, P<0.05). There was no significant difference in HDL-C level between the two
groups (P>0.05). Before treatment, there was no significant difference in ALT, AST and GGT levels between
the two groups (P>0.05). After treatment, the levels of ALT, AST and GGT in the control group were signifi-
cantly higher than those in the observation group, with statistical significance (7/=2.535, 2.258, 2.672; P<
0.05). Conclusion Levetiracetam has a good therapeutic effect on epilepsy patients, can effectively suppress
their seizures, has a small impact on liver function and blood lipids, and is relatively safe.

[KEY WORDS | Levetiracetam; Epilepsy; Liver function; Blood lipid; Treatment effect
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Table 2 Comparison of blood lipid levels between the two groups before and after 6 months of treatment (x +s, mmol/L )
] TC TG LDL-C HDL-C
=H7 n y ~ N N o N 5 ~ N N - 5
YT HITIR YT HITIR I HITIR RIT T iIT )R
X R 2H 50 3.55+0.86 4.69+1.05" 1.45+0.31 1.89+0.50" 2.23+0.74 3.07+0.88" 1.20+0.29 1.23+0.33
JUE St} 46 3.67+0.57 3.75+0.92 1.39+0.36 1.30+0.34 2.27+0.76 2.64+0.73" 1.15+0.34 1.19+0.38
tH 0.799 4.648 0.877 5.894 0.261 2.593 0.777 0.552
PiE 0.427 0.000 0.383 0.000 0.795 0.011 0.439 0.582
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Table 2 Comparison of liver function indexes between the two groups before and after 6 months of treatment (x+s,Z/U-L")
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215 n o A A, = R e
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EOS.IL-5.IL-5Ra S 5.8 CT V-4 il CRSw NP
Y NEE Y A CIERR

FEIAR' EZRZT LRMK
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(IL-5Ro0) J2 5555 CT 14 T 18 Pk . 52 R A 55 B ) (CRSWNP) R E AR S5 & R MMM E. ik 1EH 2019
4E12 A & 2021 4F 10 H 22 BHTH AR B B U504 1Y 102 1 25 B 9 45 T AR IR Y7 1Y CRSWNP B 3% 4740 B .
WRAGE LT, P4 EOS (IL-5 IL-5Ra M 558 CT ¥4, K 1 £ [N 2 Logistic 743 #15%
il CRSw NP (5 RJ5 & & EK: H %, % H ROC #4347 EOS \IL-5 . IL-5R0 J2 555 CT ¥4 %F CRSw NP
BERGELOTMHR. R ELEHRBENHLPIER(EOS IL-5 IL-5R0) K- £.5% CT PE4r i
BERFALE S ETRE LM, ZRAGITFE XL (P<0.05) . ZHE Logistic M H 531125 87w,
EOS .JL-5 IL-5Ra /K- 855 CT 1143 K i 8 55 e TR s 35 252 CRSw NP SR AR5 & & Mt e M 2=
(P<0.05) s ROC &5 75« PUE A W AUC(0.826) 1 T H—Kll . £5i8  EOS.IL-5 IL-5Ra X555 CT
W5 JE51 % CRSw NP JRE ARG KA F , rT/E A U CRSw NP & AR5 & & A OC AT S48 15

[EiA] BHESERESENR; RN ; IL-5; IL-5Ra; RIGEE

Feasibility of EOS, IL-5, IL-5R« in nasal polyp tissue and sinus CT score in predicting
postoperative recurrence in patients with CRSw NP

LI Wenjie', WANG Liang®*, MA Qinglin'

(1. Department of Otolaryngology, Anyang Municipal People’s Hospital, Anyang, Henan, China, 455000;
2. Department of Otolaryngology, the First Affiliated Hospital of Zhengzhou University , Zhengzhou, Henan,
China, 450006)

[ABSTRACT] Objective To investigate the value of Eosinophils (EOS) , interleukin-5 (IL-5) ,
interleukin 5 receptor o (IL-5Ra ) in nasal polyp tissue and sinus CT score in predicting postoperative recurrence
in patients with chronic sinusitis with nasal polyps (CRSWNP). Methods 102 patients with CRSwWNP treated
by nasal endoscopic surgery in our hospital from December 2019 to October 2021 were selected for retrospective
analysis. The patients were grouped according to postoperative recurrence. Various indicators of the two groups
were compared. The risk factors of postoperative recurrence in patients with CRSw NP by multivariate logistic
regression were analyzed. The ROC curve was used to analyze the predictive effect of EOS, IL-5, IL-5Ra and
sinus CT score on postoperative recurrence in patients with CRSw NP. Results The levels of indicators (EOS,
IL-5, IL-5Ra) in nasal polyp tissue, sinus CT score, and the proportion of patients with prior sinusitis surgery
history in the recurrence group were higher than those in the non-recurrence group, and the difference was
statistically significant (P<0.05). The results of multivariate Logistic regression analysis showed that EOS, IL-5,
IL - 5Ra levels, sinus CT score, and prior sinusitis surgery history were deterministic factors affecting

postoperative recurrence in patients with CRSw NP (P<0.05). The ROC results show that the combined
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prediction of the AUC (0.826) was better than that of single detection. Conclusion EOS, IL-5, IL-5Ra and

sinus CT score are related factors for postoperative recurrence of CRSw NP patients, and can be used as relevant

and reliable indicators for predicting postoperative recurrence in CRSw NP patients.

[KEY WORDS ]

recurrence
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43 %F CRSw NP (8 & AR J5 & & 1y w0 A 8 5 PA P<
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Table 1 Comparison of EOS, IL-5, IL-5Ro And sinus CT

score between the two groups (x +s)

413 Y EOS IL-5 IL-5a ;ﬁff CT
(%) mRNA mRNA 4 (43)
REKRH 66 1048+1.14 243+0.52 1.67+0.21 10.56+1.12
HRA 36 14.8422.34 4.73+0.88 3.48x0.69 15.76+3.02
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P <0.001 <0.001 <0.001 <0.001
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Table 2 Comparison of clinical data between the two groups
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Table 3 Multivariate analysis of factors influencing

postoperative recurrence of CRSw NP patients

iSES ?g FRUEIR Walds{6  OR(95% CD{  P1{i

EOS 0426 0.161  9.651 1.513(1.123~2.038) <0.001
IL-5 0.564 0.203  10.565 1.781(1.171~2.709) <0.001
IL-5Ra 0.623 0.215 11.593 1.887(1.273~2.798) <0.001
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HETRE S
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Table 4 The predictive value of EOS, IL-5, IL-5Ra and

nasal sinus CT score on postoperative recurrence in patients

with CRSw NP
W7 BURE  fRRE AUC 95% CI PAH
EOS 0750  0.818  0.785  0.684~0.886  <0.001
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a8
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P4y
PUEBEA 0830 0917 0.826  0.734~0.918  <0.001
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The value of serum TBIL, GGT, HCY, LP (a) and other indicators in risk assessment
of PCAD and LCAD

YE Dan, ZHAO Yang, ZHANG Chunting, MAO Xingxing, FENG Lei*

(Department of Laboratory Medicine, the Sixth Affiliated Hospital of Kunming Medical University, Yuxi,
Yunnan, China, 653100)

[ABSTRACT] Objective To analyze the levels of serum total bilirubin (TBIL) , glutamyl
transpeptidase (GGT) , homocysteine (HCY) , lipoprotein a [LP (a) ] and other indicators in patients with
coronary artery disease (CAD) and healthy controls, and explore the value of these indicators in risk assessment
of early onset coronary heart disease (PCAD) and late onset coronary heart disease (LCAD). Methods 827
CAD patients diagnosed in Yuxi People’s Hospital from March 2016 to December 2020 were selected, and 2
643 healthy people in the same period were selected. They were divided into four case groups and four control
groups according to sex and age of onset. The levels of TBIL, GGT, HCY, LP (a), triglyceride (TG), total
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cholesterol (TC) , apolipoprotein A1 (APOA1) , apolipoprotein B100 (APOB100) , high-density lipoprotein
cholesterol (HDL-C) , , uric acid (UA) , direct
bilirubin (DBIL) , and indirect bilirubin (IBIL) were analyzed using logistic regression analysis to identify the
relevant factors affecting the risk of PCAD and LCAD. Results The male PCAD group and the LCAD group
showed statistically significant differences in 7 indicators [ APOAl, HDL-C, UA, TBIL, IBIL, LP (a),
GGT] and 9 indicators [ TG, TC, APOAl, HDL-C, UA, TBIL, IBIL, LP(a)), APOB100] indicators
compared to the control group, while the female PCAD group and the LCAD group showed statistically
significant differences in 12 indicators [TC, APOA1,HDL-C, LDL-C, TBIL, IBIL, TG, APOB100, HCY,
LP(a), DBIL, GGT] and 9 indicators (TC, APOA1,HDL-C, TBIL, IBIL, APOB100, HCY, DBIL, GGT)
compared to the control group (P<0.05). The occurrence of male PCAD is negatively correlated with
APOA1, UA, TBIL, and positively correlated with LP (a) and GGT; The occurrence of male LCAD is
negatively correlated with UA, TBIL, TC, HDL-C, and positively correlated with LP (a) and GGT; The
occurrence of female PCAD is negatively correlated with TBIL and HDL-C, but positively correlated with LP
(a), GGT, and HCY; The occurrence of female LCAD is negatively correlated with TBIL and HDL-C, and
positively correlated with GGT and HCY (P<0.05). Conclusion There are differences in the composition of

including low density lipoprotein cholesterol (LDL-C)

serum risk factors for PCAD and LCAD between different genders. It is necessary to differentiate between
gender and age of onset when using serum indicators to evaluate and prevent CAD.
[KEY WORDS]

tors; Risk factors

Premature coronary artery disease; Late onset coronary artery disease; Serum indica-
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TJT Logistic 11543 #7 . Pl P<0.05 422 554 4t it
S

2 HFR

2.1 H¥E PCAD 40 F1 LCAD 41 5 %} R 4H 1) 1ML 775 45
PR A

% % PCAD 41 APOA1.HDL-C. UA . TBIL,
IBIL fik X} 8 A 41, LP(a) .GGT /& T-XF 18 A 41,
29 G X (P<0.05) 5 5 1% LCAD 4 TG .
TC.APOA1 . HDL-C,UA , TBIL . IBIL ik F % f& B
44, APOB100 A LP(a)fm TXf M B 4, 2 7 A 4t
U (P<0.05), W1,
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Table 1 Comparison of serum indicator levels between male PCAD and LCAD groups and the same age control group (x+s)
AR <55 4 Ei=55 %
IRGEELEY T8 A 2 4 FIE B £ 4

AR PR ew WEREORE

InTG (mmol/L) 0.71+0.6 0.78+0.64 -1.578 0.115 0.51+0.58 0.40+0.52 -1.254 0.210
TC (mmol/L) 4.84+0.9 4.74x1.12 1.259 0.209 4.85+0.95 4.42+1.01 3.669 <0.001
APOAI1(g/L) 1.46+0.27 1.23+£0.23 13.317 <0.001 1.50+0.30 1.24+0.23 20.311 <0.001
InAPOB100(g/L) —0.05+0.25 —0.08+0.23 1.608 0.108 -0.06+0.26 —0.14+0.24 4.587 <0.001
InHDL-C (mmol/L) 0.16+0.21 0.07£0.22 5.794 <0.001 0.22+0.23 0.14+0.22 10.750 <0.001
LDL-C (mmol/L) 2.58+0.85 2.65+0.96 -1.111 0.267 2.70+0.85 2.65+0.90 1.714 0.087
InHCY (pmol/L) 2.77+0.35 2.82+0.49 -1.497 0.135 2.82+0.36 2.85+0.39 -9.445 <0.001
InLp(a)(mg/L) 4.14+1.21 5.10x1.03 —12.480 <0.001 4.34+1.21 5.19+1.00 -1.196 0.232
UA (pmol/L) 396.6£78.52 381.51+102.14 2.303 0.022 387.38+84.4 376.39+99.86 0.179 0.858
InTBIL ( pumol/L) 2.55+0.39 2.42+0.44 4.421 <0.001 2.64+0.42 2.44+0.43 5.323 <0.001
InDBIL ( pmol/L ) 1.06+0.54 1.11+£0.58 —-1.244 0.214 1.16+0.54 1.19+£0.56 -3.226 0.001
InIBIL ( wmol/L.) 2.27+x0.43 2.02+0.61 6.526 <0.001 2.35+0.46 2.04+0.53 8.685 <0.001
InGGT(U/L) 3.76+0.67 3.98+0.70 -4.666 <0.001 3.56+0.70 3.56+0.65 -8.467 <0.001

e In X R

2.2 2z PCAD 40 F1 LCAD 2 5 [m] % X B8 44 £ 1fiL.
TH AR AT LR

4k PCAD 4 TC . APOA1 .HDL-C.LDL-C,
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LP(a) \DBIL .GGT i TXt 8 C 4, 25 A G it
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TBIL . IBIL £ T % I8 D 41, APOB100 .HCY .DBIL .
GGT = FXI MDY, ZRAZRIT¥E XL (P<
0.05), W2,
2.3 M AE 5] PCAD Fl LCAD %& A= B AH
E i)

[ 25 50 oR, B4 PCAD 19 % E 5 APOAL |
UA . TBIL £ 1415, 5 LP(a) .GGT & IFAHK (P<
0.05) ; 54 LCAD #) % £ 5 UA . TBIL . TC .HDL-C

EHMML, 5LP(a) . GGT & IF # % (P<0.05) ;
4P PCAD 19 % 4= 5 TBIL \HDL-C £ Ml %, 5
LP(a) .GGT .HCY £ IEA K (P<0.05) ; 214 LCAD
() % £ 5 TBIL .HDL-C £ i #15¢, 5 GGT . HCY
BIFAH(P<0.05), W3,

3 it

CAD A{LRE 5| R0 B0 AL WU AL, 8 BE 5|
O LB AL, 328 1 2 B0 F7 el O I K L
PR — RN IR R B, ™5 v 58 RREAE S
1785 48 B 38 T8 R 2 ik od 52 0 Ok 22 0 A &, 3
Tl PR BT A2 W AT Wi . 2 3 X
13 A I3 $6 A5 AT 347 P 531 i CAD & 95 41 1 1)
LB ST, 45 R R, Bk PCAD fi LCAD 41
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X2 ZMEPCAD HA0 LCAD A5 T BBAMBIRIR/AKFELLE (x+5)

Table 2 Comparison of biochemical indicators between female PCAD and LCAD groups and the same age control group (x+s)

AR <65 2 AR =65 %
ML FE bR xR C 4l 4 PCAD 41 i P X D 41 % LCAD #41 o P
n=579 n=268 n=463 n=332

InTG (mmol/L) 0.440.49 0.72+0.54 ~7.475 <0.001 0.520.50 0.57£0.46  -1.254 0210
TC (mmol/L) 5.13+0.92 4.95+1.30 2.102 0.036 5.12+1.00 4.83+1.17 3.669  <0.001
APOALI (g/L) 1.70£0.42 1.33£0.28 13.098 <0.001 1.73+0.29 1324027 20311 <0.001
InAPOB100 (g/L) -0.03+0.25 -0.08+0.25 2.598 0.010 -0.03+0.26 -0.11x025  4.587  <0.001
InHDL-C (mmol/L) 0.36x0.23 0.19+0.23 10.056 <0.001 0.39+0.26 0.210.22 10.750  <0.001
LDL-C (mmol/L) 2.92:+0.84 2.79+0.90 2.031 0.043 2.96+0.90 2.84+0.91 1714 0.087
InHCY (pmol/L) 2.49+0.33 2.58+0.36 -3.658 <0.001 2.50+0.43 2.76+0.36  —9.445  <0.001
InLp(a) (mg/L) 4.70+1.19 5.25+1.03 -6.846 <0.001 4.99+1.25 5.09£1.07  -1.196  0.232
UA (pmol/L) 302.01£64.03  307.58+80.77 -0.993 0.321 336.62+87.19  33545x96.73  0.179  0.858
InTBIL (mol/L) 2.47+0.36 2.31+0.41 5.604 <0.001 2.49+0.33 2.34+0.45 5323 <0.001
InDBIL (pmol/L) 0.90+0.51 1.030.52 -3.457 0.001 1.02+0.45 1152057  —3.226  0.001
InIBIL (pwmol/L) 2.22+0.41 1.92+0.53 8.141 <0.001 2.21+0.36 1.89+0.59 8.685  <0.001
InGGT (U/L) 3.12+0.62 3.530.70 -8.217 <0.001 3.09+0.68 3.51+0.70  -8467  <0.001

TE = In 0 B o

*x3 EMARMER PCAD #1 LCAD £ £ HHXEEZSH

Table 3  Analysis of relevant factors affecting the occurrence of PCAD and LCAD in different genders
S F 4L PCAD F4%E LCAD 4k PCAD 4P LCAD
P ORfH 95% CI P{H ORMH 95% CI P{H OR{H 95% CI P ORfH  95% CI
APOA1 <0.001 0.016 0.007~0.035
LP(a) <0.001 2.130 1.831~2.478 <0.001 2.044 1.863~2.242 <0.001 1.664 1.434~1.930
UA 0.032  0.998 0.996~1.000 0.006 0.998 0.997~1.000
InTBIL 0.016 0.597 0.392~0.908 <0.001 0.350 0.272~0.451 <0.001 0.386 0.247~0.602 <0.001 0.386 0.252~0.590
InGGT <0.001 2.091 1.619~2.701 <0.001 1.793 1.598~2.012 <0.001 2.070 1.602~2.674 <0.001 2.239 1.755~2.856
TC <0.001 0.669 0.600~0.745
InHDL-C <0.001 0.189 0.117~0.307 <0.001 0.049 0022~0.108 <0.001 0.073 0.036~0.148
InHCY 0.005 1.981 1.225~3.202 <0.001 4.702 3.051~7.246

TE < In g XA o
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Effect of different doses of ergonovine maleate combined with oxytocin on NO, NOS,
and D-dimer levels after cesarean delivery

WANG Limin, ZUO Zhihong*, LIU Xiaowei

(Department of Obstetrics, Langfang People’s Hospital of Hebei, Langfang, Hebei, China, 065000 )

[ABSTRACT] Objective To investigate the effect of different doses of ergonovine maleate combined
with oxytocin on the levels of nitric oxide (NO) , nitric oxide synthase (NOS), and D-Dimer (D-D) after ce-
sarean section. Methods A total of 186 pregnant women who underwent cesarean section at the Department
of Obstetrics, Langfang People’s Hospital, from January 2020 to December 2020 were selected as study sub-
jects and divided into control, observation 1, and observation 2 groups using the random number table method
with 62 cases each. Control group received only 10 U of oxytocin by EC, group 1 was treated with 0.2 mg of
intrauterine injection of edonerpic maleate after cesarean section based on the control group, and group 2 was
treated with 0.4 mg of intrauterine injection of edonerpic maleate after cesarean section on the basis of the con-
trol group. The blood loss of the three groups at the time of operation, 2 h and 24 h after operation, and the
levels of NO, NOS and D-D among the three groups before operation, 12 h after operation, the adverse ef-
fects during the treatment among the three groups were compared. Results The difference was statistically sig-
nificant between the 2 h postoperative and 24 h postoperative blood loss control groups > observation 1 > obser-
vation 2 groups (F=14.064, 33.633, P<0.05). The levels of NO and NOS at 12 h after surgery among three

AR B Ry A FE AR R S LR %R B (2020013068 )
A A5 ST AR Ry AR R [ A, WAk, R B 065000
*@AEME . £ &3, E-mail : wim18003368556@126.com
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groups were lower than those before surgery, and the levels of D-D at 12 h after surgery in the control and ob-
servation 1 group were lower than those before surgery (10=5.067, 11.592, 13.657, and tx0s=9.082, 15.817,
17.036, and 1,5, =7.245, 4.134, respectively, P<0.05). The levels of NO and NOS in patients 12 h after opera-
tion were controlled > observation 1 > observation 2, D-D level: observation 2 > observation 1 > control, and
the differences were specifically statistically significant (Fyo.nos= 46.263, 50.412, Fpp= 32.758, P<0.05). The
incidence of adverse reactions during treatment in the control, observation 1, and observation 2 groups were
11.29%, 6.45% , and 9.68% , respectively, with no significant differences among the three groups (¥’=3.812,
P>0.05). Conclusion The combination of ergometrine maleate and oxytocin can reduce postpartum hemor-

rhage, improve vascular endothelial and coagulation function after cesarean section. The 0.4mg dose of ergomet-

rine maleate has a more significant effect than the 0.2 mg dose, and the adverse reactions are not significant.

[KEY WORDS ] Ergonovine maleate; Oxytocin; Postpartum hemorrhage; Vascular endothelial func-

tion; Coagulopathy
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Analysis of genetic screening results of 2 711 cases of deafness in Fangchenggang City
LAN lJiafu

(Department of Clinical Laboratory, Fangchenggang Maternal and Child Health Care Hospital,
Fangchenggang, Guangxi, China, 538001)

[ABSTRACT] Objective To screen 2 711 pregnant women in Fangchenggang Maternal and Child
Health Hospital for common deafness gene mutation and analyze the screening results. Methods The clinical
data of 2 711 pregnant women with deafness gene mutation screening from March 2019 to November 2022 in
Guangxi Fangchenggang Maternal and Child Health Hospital were analyzed, and the screening results of 10 hot
spot mutations, including GJB2, GJB3, SLC26A4 gene and mitochondrial 12Sr RNA gene, were analyzed.
Results 76 cases of deafness gene mutation carriers were detected in 2 711 pregnant women; the carrier rate
was 2.80% (76/2 711). Among them, there were 22 cases of SLC26A4 gene mutation, with a carrier rate of
0.81%, including 6 cases of 1229 C > T mutation, 1 case of 2168 A > G mutation, and 15 cases of IVS7-2 A >G
mutation in patients with delayed deafness; One case of 538 C > T mutation of GJB3 gene, the carrying rate was
0.04% ; 46 cases of GJB2 gene mutation, the carrying rate wasl.69% , including 2 176-191 del 16 mutation
heterozygotes, 1 235 M mutation homozygote, 31 235 mutation heterozygotes and 12 299 mutation heterozygotes
for congenital hereditary deafness. There were 7 mutations in mitochondrial 12Sr RNA gene locus, with a carrier
rate of 0.26 %, including 6 cases of 1 555 homogeneous mutations in drug sensitive deafness and 1 case of 1 555
heterogeneous mutations in drug sensitive deafness. Spouses of 76 carriers were advised to receive deafness gene
testing and genetic counseling. Finally, 45 spouses were tested, and 1 was found to be carrying the same type of
deafness mutation gene and underwent prenatal diagnosis. Conclusion GJB2 and SLC26A4 are the common
pathogenic genes in deaf population in Fangchenggang, Guangxi. It is recommended to test pregnant women and
their spouses for the above genes to prevent the birth of children with hereditary deafness.

[KEY WORDS | Deafness; Gene mutation; Screening; Pregnant woman
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Analysis of gene mutation spectrum of thalassemia in Yangjiang area, Guangdong Province
LIANG Weiming', XIE Wenguang', LIU Lili*, YANG Liye**

(1. Clinical Laboratory, Yangjiang Maternal and Child Health Care Hospital, Yangjiang, Guangdong, China,
529500; 2. Precision Medicine Laboratory Center, the People’s Hospital of Yangjiang, Yangjiang, Guangdong,
China, 529500)

[ABSTRACT] Objective To analyze the gene mutation spectrum of thalassemia in Yangjiang area, to
carry out prenatal diagnosis and genetic counseling of thalassemia more accurately. Methods Reverse dot blot
(RDB) and Gap - PCR were used to analyze the mutation types of thalassemia gene in Yangjiang. Results
Among the 10 163 tested samples, 4 538 cases (44.65% ) of thalassemia gene mutations were detected. Among
them, there were 3 274 cases (32.21% ) were a-thalassemia, 1 077 cases (10.60% ) were B-thalassemia, and
187 cases (1.84% ) were a- and [B-thalassemia. 21 types of a-thalassemia gene mutations were detected, the
most common was --SEA/aa (59.10%) , followed by -a3.7/aa (20%) , -ad.2/ac (8%), aWSa/ aa (3.57%),
aCSa/aa (3.48% ), and aQSa/aa (2.57%) , the above six genotypes accounted for 96.72% of «-thalassemia
genotypes. There were 95 cases of compound heterozygotes (2.92% ) , the most common was -- SEA/-«3.7
(1.43%) , and 12 cases of homozygotes (0.36% ). Fifteen B-thalassemia genotypes were detected, including 12
heterozygous genotypes, 2 compound heterozygotes (2 genotypes) , and 1 homozygous CD17/CD17. The most

AARE LT ARERS KT ERZEA B (G2020007)
A S An 1L PRI W A SR A BE AR B AL, 7 &, FRIT 529500

2. ML AR E BEAR B F A F s, )T & FA T 529500
*@AFAEE M 2 Ak, E-mail : yangleeyee@sina.com

%
2t



- 830 - NTEWEIEITAGE 20234E5 ] #5154 4551 J Mol Diagn Ther, May 2023, Vol. 15 No. 5

common type of B-thalassemia gene mutation was CD41-42 (41.87%) , followed by IVS-11-654 (21.82%) , -28
(16.80% ) , CD17 (8.36% ) and CD71-72 (3.99% ), accounted for 92.84% of 3-thalassemia genotypes. 187
cases of a- plus B-thalassemia were detected, the highest gene mutation frequency was --SEA/aa/CD41-42 (48
cases, 25.67%) , followed by --SEA/aa/-28 (18 cases, 9.62%) , --SEA/aa/IVS-I1-654 (16 cases, 8.56% ) , -«
3.7/aa/CDA1-42 (12 cases, 6.42% ), -a3.7/aa/IVS-11-654 (10 cases, 5.35% ). There were 11 cases with gene

types combined with three mutations. The blood routine data of 7 patients were obtained, aged 10 to 52 years,

and 6 of them had --SEA gene mutation. Blood routine testing found that MCV was lower than 70 fl, most of

the hemoglobin concentrations were lower than 90 g/L, the lowest was 61 g/L, and the highest was 120 g/L.

Conclusion The genetic mutation of thalassemia in Yangjiang area has regional characteristics, and the data of

this study can provide reference for prenatal counseling and genetic diagnosis.

[KEY WORDS] Thalassemia; Genotype; Yangjiang area
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Table 2  Spectrum of B-thalassemia mutations alone [7(%) ]

Table 1  Spectrum of a-thalassemia mutations [7( %) ]
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K3 HWAAHB-HMARTNERRESH
Table 3 The genotype distribution of a-thalassemia

combined with -thalassemia mutations

x4 HREAMB-HREA=MRTVEEFNILHABRSH
Table 4 Red blood cell parameters of triple mutations of

a-globin and B-globin
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MFF* FE KEES EIR EER KAR
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RS A G (ECMO) B IR 7T B TS A AP R . FiE EHL20184F 1 J] 2 2022 4 9 A 2 B
S2BEEE — B BEBEIR 19 74 64T ECMO i BhiA Y7 B8 S 88 BUS 16 03 40 A4 (n=53) SET
4 (n=21) , RHZ JC Logistic [71 5 737500 ECMO 4 Bia Y7 A LTI N = . R JET- 4RI R
TAAEE SR E A8 5UR T A AE 4, APACHE- 1L F43 &5 T A A7 40, 2% 5 A Go it 75 X (p<
0.05) . £ ECMO 5 BIiA YT 5 5 4H NLR Fh i, 03 s A0 L0 25 Sl bk LB B & F M JE T- 145 3R )7 B B
NLR M FLAERE B 3 WA T A A4, Haf v SR LT 2KF shkai 2L K- i FAE AP 4L 2 R A g
S(P<0.05) ; 3G 77 Ja sk i FLAR K7 i SIHLT 2 NLR 2 ECMO 4 B G977 J 3 S8 T 1Al ST fa b Rl R
(P<0.05). Z5i& 1M S Z K sk LR = 7K 7, NLR fIL2s 3 ECMO # BhiRy7 B 5 A

[XER] MG S NLR; ki FLAR ; ECMO # Bhifyr

Relationship between changes in serum bilirubin, NLR and arterial blood lactate levels
and the prognosis and survival in patients receiving ECMO adjuvant therapy

XING Xueyong*, GUO Hao, ZHANG Baoquan, YUAN Shuaifei, CUI Xingbin, ZHANG Keji

(Department of Critical Care Medicine, the Third Affiliated Hospital of Xinxiang Medical College, Xinxiang,
Henan, China, 453000)

[ABSTRACT] Objective To analyze the relationship between changes in serum bilirubin, NLR and
other arterial blood lactate levels and the prognosis and survival in patients receiving extracorporeal membrane
oxygenation (ECMO) therapy. Methods 74 patients who received ECMO adjuvant therapy in the Third
Affiliated Hospital of Xinxiang Medical College form January 2018 to September 2022 were selected, and
according to their prognosis of patients, they were divided into the survival group (n=53) and the death group (n=
21) , and multivariate Logistic regression analysis was used to analyze the risk factors affecting the death of
patients receiving ECMO adjuvant therapy. Results The death group was older than the survival group, its mean
arterial pressure and oxygenation index were lower than the survival group, and the APACHE- Il score was higher
than the survival group, the difference was statistically significant (P<0.05). After ECMO adjuvant therapy, the
NLR increased, the serum total bilirubin and arterial blood lactate decreased significantly in the two groups. The
NLR and lactate clearance rates in the death group were significantly lower than those in the survival group, and
the serum total bilirubin and arterial blood lactate levels in the death group were higher than those in the survival
group, the difference was statistically significant (P<0.05). Arterial blood lactate level, serum total bilirubin, and
NLR after treatment were independent risk factors for death in patients undergoing ECMO adjuvant therapy after
cardiac surgery (P<0.05). Conclusion High levels of serum bilirubin and arterial blood lactate, and low NLR

will lead to poor prognosis in patients receiving ECMO adjuvant therapy after cardiac surgery.
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SCHEIN r P 210 B bR E A L S0 K LR ot v
NRETZ K2R B X ECMO i BhIRTT A B AF R A
—SE RGN AR SC LA L SR S BT

1 ARSI

1.1 — R

PEHL 2018 4F 1 H % 2022 4E 9 A W jal#T £ B
Bt 5 = B B e WA Y 74 1) 75 HEAT ECMO Hf il
BT HRE R4 ECMO #0214~ A IR E TS 1%
W7o, i M AEAFEH (n=53) JFET-H (n=21),
Hop AR5 32 6], 2 21 B 4K : 41~72 % P
AEWS (55.43+7.62 ) % BET-40 5 14 6], £ 7 491 5 4F
1% :43~70 2 AR (62.96+7.88) %, P4 —Jit
TR 2 R G L (P>0.05) , HA ] L
Mo ARBFIT A B 52410 PR G 2t 5, Z ik
HRBCEEBIENET.

9y A bR . Q¥ TEDEFT ECMO 4 BhiG Y7 ; @llfs
PR R 5E 3 s HEBRAr vt : OFE 1 kAT ECMO % Bh
BRI RE QG I MM B
1.2 ik

Fi A B AT 8 K g, PR BT I S
# ECMO R 445 Bk i 4%, JF 913 ECMO R4,
HRAE BB T O B 1 5 . 7 B ECMO /YT
AT AYT 1 d.2 dJ5 REBHEFIKIN 5 mL & 3 ki

Serum bilirubin; NLR; Arterial blood lactate; ECMO adjuvant therapy after cardiac

3 mL, B FHr 2 mL & K i 47 250 (2 500 t/min,
B2 10 em, 12 min) JF BUHMLYE , RAH 4 H 8
AR BT AL (BLS- . AU-5800, D1 L& FEH bR 4
1, EAR I 2 2016092939 ) 1564 H R 5 A6 ) 1t
T MHLT Z K 5 T4y 3 mL DK I 25 i 3% 200 JH 43
M (-5 . BC7500 , TIN5 3 A5 ) 2 97 fL 7 REA7
7R F) B v 20212220570 ) #6100 HY 1fi 41 i
TREOF TR A k7 20 i 5 ik B 40 B HE (. (Neu-
trophil to Lymphocyte Ratio, NLR) ; Xf 3 mL Ik IfiL.
PEAFES 0 (2 500 r/min, B 02142 10 cm, 12 min) J5
WOH I , 2R A B A (45 : ABLOOFLEX b
RS SRR BE T W A A BR A R, B R
20192221680 ) ki I 3y ik i 7L FR 7K - . FLER IE S
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2.1 PHLLIG PRERE 1 5 g

FETHAR WS K T A4, O sh kR &
EFEBOIK T A 1E 40 , APACHE- 1 4334 5 T4
U, ZRA 50 %5 X (P<0.05) ; 7 47 HAlh
I R B4 TR 22 S B ST B (P>
0.05), WK1,

F1 MARKEREFERLLER (x£5)

Table 1 Comparison of clinical data between the two groups

(x+s)

X 174 4
Al (ixs) o) I P
IR (%) 55.43+7.62 62.96+7.88  3.796 <0.001
S (B2 32/21 14/7 0.857 0.355
R A (m?) 1.8120.26 1.8420.18  0.484 0.630
LSS E(%)  50.67£13.07  52.10£12.57 0.429 0.669
- E K (mmHg)  56.34+4.61  53.87+4.12  2.139 0.036
AR 186.54+27.31  145.67+25.44 5.913 <0.001
APACHE- T ¥4 20.41+2.52  29.83+3.65 12.691<0.001
ECMO i (L/min)  3.42+0.57 3.50+0.61  0.534 0.595

2.2 P ECMO Gy al 1 h &ifdr1d.2d
J B Wk it 2L R A 0 L 3%

FE T 2H AR 97 1 3l Dk I 3L R K P& T AR A
4 , 4 ECMO % WG y7 15 P 20 3l ik i FLIRR W 2~
B 5 BET- AR T 45 B B sl Ik il 2L R 7K - s T A 47
W, M THARRIE R BN T A, ZR YRS
P L (P<0.05), WLF 2,

F®2 WAECMOHEIEITE 1 h RiGST 1d.2 d /3K
FLEEERLE (v+s)
Table 2 Comparison of arterial blood lactic acid 1h before
ECMO adjuvant therapy and 1d and 2d after ECMO adjuvant

therapy between the two groups (x +s)

ECMO il P 1dJ5 7245 o e
BiH n jﬁ\ff HU%I IL SfkimFLER 2k i FLIR Wl
K (mmol/L) (mmol/L)  (mmol/L)
HAF4 53 3.47+0.61 1.35+0.31 1.43+£0.36  0.59+0.31
FET-4H 21 7.54+2.33 4.57+1.62 4.93+1.58 0.44+0.13
1t i 11.842 13.958 17.235 2.137
PH <0.001 <0.001 <0.001 0.036

2.3 4 ECMO HiBhigayrai 1 h Jifyr 1d.2d
Jei L3 AR LT 2 K15 B bk

22 ECMO i BiIA YT J5 W4 I35 B IR LT Z 0 i
BEAIG, FET- 4145 B Bt Il V8 B IR 21 2 K- B 8
AR, ZRIA ST FE X (P<0.05), WK 3,

R3 WHECMOHBNETTEI 1 h &iGFr 1d.2 dFMiE
BREARKFBFRIEE (vxs)

Table 3 Comparison of serum total bilirubin levels 1 hour

before ECMO adjuvant treatment and 1 day and 2 day after

treatment between the two groups (X s)

ECMO fliHIAIF IS AJ7 1 dJS I VA7 2 dJ5 I

WiH n 1hiiiESHLE BHLT % BHLT

(mol/L) (pmol/L) (pmol/L)

HETFA 53 80.13+7.26 60.37+7.80 45.47+7.51

PET4 21 82.72+7.96 72.14+9.66 53.13+7.62
A 1.292 4.972 3.914
PiE <0.001 <0.001 <0.001

2.4 W4l ECMO fiBIAYTHI 1 h JyRyr 1d.2d
Jii NLR i 0L Hu 3

2 ECMO # BiiG 7 J5 W 20 NLR B &8 7t &, 56
T2 45 B B NLR AR T A4, Z R A G4 E
SL(P<0.05), WL 4,

&4 PWHECMO HBNIEFTEI 1 h &iBF7 1d.2dFENLR
EREE (xxs)
Table 4 Comparison of NLR 1 h before ECMO adjuvant
therapy and 1 d and 2 d after treatment between the two

groups (x+s)

ECMO , ,

. MOMY s am wr2dE

i H n TBIT NLR NLR
1 hNLR

AR 53 3.85+2.11 14.53+5.16 20.44+8.37

FET-4H 21 3.42+2.05 10.93+4.68 15.62+5.50
1 0.656 2.775 2.434
P1{H 0.514 0.007 0.017

2.5 i ECMO #i BIG 7 B &S T 1y fa i R &
GaxilE

i LR RLUAYY 2 d 5 sk FLIR K | i3
SVIRLTE NLR MFLIRIGRR N A A8 i, LIAEAF=0,

FET=1 NRAS AT, S5 R BN IRYF 2 d 5 B
Jok 1 LR 7K 7 1 7E BUIHZT & NLR & ECMO 4 )
TRIT BT AT fERS R R (P<0.05) . W35,

x5 HMECMOHEIAT BERXTHERERSH
Table 5 Analysis of risk factors affecting the death of
patients receiving ECMO adjuvant therapy

5|

BgE| 28 ORfH 95% CI P{H
DA = —F Hiiv | fis
IRIT 2 d e sh ik FLIR
0.514  1.672 (1.281~2.183) 0.001
K- (<2=0;=2=1) ( )
NS VE
1BIT 2 d 5 LT BUH
. 032 1.377 (1.055~1.798) <0.001
21 % (<50=0;=50=1) ( )
JA¥7 2 d J5 NLR
a2 dis 0.693 1997 (1.559~2.564) <0.001

(>18=0;<18=1)
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VT LA, TR ECMO 3 15 F AR & ke
IRHGE AR TR B4R LT . ECMO RY7Y R —
SEFREE oA AL AR PR B, (LS R R
A B

ARSCHFFE R FET-HUAR I R T A4, HAF
Bk A 1R B T A A7 40 , APACHE- I1 i
SrE TR, 5N — . ]
KW B F S SR %, L Bt b L
TRIIRE B, OIIREAEERE IR, 52 i H 3 Tl
BOR S FE KR RS R T R, Sl LR 45
LB B B, I LR G i R TS R
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Application value of Cor and FT3 in evaluating the progression of HBV infection related

to chronic and acute liver failure patients

ZHU Jiang'*, DONG Haiying®, ZHANG Ying'

(1. Department of Gastroenterology , the Second Hospital of Qinhuangdao City, Hebei Province, Qinhuangd-
ao, Hebei, China, 066600; 2. Department of Health Care, the Second Hospital of Qinhuangdao City, Hebei
Province, Qinhuangdao, Hebei, China, 066600 )

[ABSTRACT] Objective To analyze the application value of Cor and FT3 in evaluating the progres-
sion of chronic and acute liver failure related to HBV infection. Methods From January 2019 to December
2021, 82 patients with HBV infection-related chronic and acute hepatitis B liver failure were selected retrospec-
tively. According to the degree of illness in the medical records, the patients were divided into the early group,
the middle-term group and the late group. The differences of Cor and FT3 levels in patients with different de-
grees of illness were compared, and the correlation between the levels of Cor and FT3 and the progression of
HBYV infection related chronic and acute liver failure was analyzed. The patients were divided into the good
prognosis group and the poor prognosis group according to the prognosis in medical records. The levels of Cor
and FT3 in the two groups were compared, and the ROC curve was drawn to analyze the predictive value of
Cor and FT3 levels on the prognosis of patients. Results The levels of Cor and FT3 in each group were as fol-

lows: early group > middle-term group > late group, with statistical significance (F=13.769, 9.940; P<0.05).
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The levels of Cor and FT3 were positively correlated with the progression of chronic and acute liver failure re-
lated to HBV infection (r=—0.516, —0.438, P<0.05). The levels of Cor and FT3 in patients with good progno-
sis were significantly higher than those in patients with poor prognosis (7=6.200, 3.336; P<0.05). The ROC

curve analysis shows that the area under the curve predicted by Cor and FT3 alone is 0.843 and 0.669 respec-

tively, while the area under the curve predicted by the joint prediction is 0.849. Conclusion The evaluation

of the progression of HBV infection related chronic and acute liver failure by Cor and FT3 has a certain correla-

tion and has a certain predictive value for the prognosis of patients. It can provide reference for the evaluation

of the condition and prognosis of HBV infection related chronic and acute liver failure.

[KEY WORDS |

18 i & P T % 35 (acute - on - chronic liver fail-
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X (=0.499,P=0.480), £5it 30 pg/mL ¥ % B =4 A I TS 85T (60 s/ HEAT IR 28 WU 5 45
PEEATT I PR IR 2 A AT RE , T JAE N 1~ X TGF-B/Smads 18 %45 11815 7T g g HAR FHML

[SEsBIm] =5 Ml s WSS BN 500 5 18 PR IR s R0 B F 5 TGF-B/Smads i %

Effects of lumbar sympathetic nerve radiofrequency treatment on inflammatory factors

and TGF-p/Smads pathway proteins in patients with chronic pelvic pain
WANG Li*, WANG Jiasong, RU Zhankui
(Department of Pain, Fuyang Women and Children’s Hospital , Fuyang, Anhui, China, 236000)

[ABSTRACT] Objective To investigate the effect of medical ozone autologous blood transfusion
combined with lumbar sympathetic nerve bipolar radiofrequency treatment in patients with chronic pelvic pain,
and its influence on inflammatory factors and TGF@/Smads pathway proteins. Methods 82 patients with
chronic pelvic pain admitted from July 2020 to July 2022 were prospectively selected and randomly divided in-
to group A (30 pg/mL concentration of medical ozone autologous blood transfusion + 85C, 60 s/time bipolar
radiofrequency thermocoagulation of lumbar sympathetic ganglia, n=41) and group B (30 pg/mL concentra-
tion of medical ozone autologous blood transfusion, n=41). Visual analogue scale (VAS) was used to evalu-
ate the pain before treatment and 1 day, 1 week, 2 weeks and 4 weeks after treatment. Fasting venous blood
was taken at the same time and serum inflammatory factors such as TNF-a, IL-13, CRP and IL-6 levels were
detected by enzyme-linked immunosorbent assay, and Smads related protein and TGF-31 positive expression
rate in venous blood centrifugal precipitate was detected by immunohistochemistry method. The incidence of

adverse reactions between the two groups was observed and compared. Results The VAS scores of 1 and 4

AR . e AH AR B (FK20208120)
Ve 45 B e o L& B R R A, 2%, B 18 236000
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weeks after treatment in group A were significantly lower than those in Group B (7=5.486, 2.531, P<0.001).
Moreover, the VAS scores of the two groups at 1 and 4 weeks of treatment were lower than those of the same
group before treatment, with statistically significant differences (r=12.027, 23.655, 6.355, 19.097, P<
0.001). Inflammatory factors and TGF@/Smads pathway proteins at 4 weeks after treatment in Group B and
Group A were statistically significant (r=7.063, 3.471, 4.688, 8.832, 11.749, 9.986, 9.401, P<0.01). And
before treatment and at 4 weeks after treatment, the serum levels of TNF-«, IL-13, CRP, IL-6, TGF-$31,
Smad3 and Smad3 in the same group of the two groups were statistically significant different (t=17.617,
13.469, 20.012, 27.010, 20.229, 18.390, 28.829, 9.246, 10.339, 21.048, 16.345, 15.784, 16.860, 24.404,
P<0.01). There was no significant difference in the incidence of adverse reactions ( ¥°=0.499, P=0.480).
Conclusion The concentration of 30 pwg/mL medical ozone autologous blood transfusion combined with bipo-

lar radiofrequency thermocoagulation of lumbar sympathetic ganglia at 85°C and 60 s/time is safe and reliable,

and the regulation of inflammation factors and TGF(3/Smads pathway proteins may be involved.

[KEY WORDS | Medical ozone autologous blood transfusion; Radiofrequency of lumbar sympathetic

nerve; Chronic pelvic pain; Inflammatory factors ; TGF-/Smads pathway
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Table 3 Comparison of treatment safety between the two
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Diagnostic value of Synovial fluid AD-1, CRP and sICAM-1 in periprosthetic joint
infection after total hip arthroplasty

DENG Huaili', LEI Bitao', ZHANG Ying**

(1. Department of Orthopedics and Traumatology, Fushun County Traditional Chinese Medicine Hospital ,
Fushun, Sichuan, China, 643200; 2. Department of Orthopedics, the Second Affiliated Hospital of Kunming
Medical University , Kunming, Yunnan, China, 650101)

[ABSTRACT] Objective To evaluate the diagnostic value of synovial fluid «- defensin-1 (AD-1),
C-reactive protein (CRP) and soluble intercellular adhesion molecule-1 (sICAM-1) in periprosthetic joint in-
fection (PJI) after total hip arthroplasty (THA ). Methods 122 patients with THA who were treated in our
hospital from August 2016 to May 2022 were selected and divided into the PJI group (37 cases) and the non
PJI group (85 cases) according to their infection. The expression levels of AD-1, CRP, and sSICAM-1 in syno-
vial fluid of patients with THA were detected between the two groups, and the ROC curve was drawn to ana-
lyze the diagnostic efficacy of each indicator for postoperative PJI in patients with THA. Results Compared
with THA patients in the non PJI group, the expression levels of AD-1, CRP and sICAM-1 in synovial fluid
of the PJI group were significantly higher (Z=11.435, 8.265, 7.834, P<0.05). The ROC curve analysis
showed that the AUC values of AD-1, CRP and SICAM-1 were 0.827 (95% CI: 0.732~0.923, 0.825 (95% CI :
0.748~0.902) and 0.764 (95% CI: 0.673~0.855) respectively, while the AUC value of the combined detection of

AR A =& B A5 TR (FB2015053)
VEH AL 1 BB P EERAEHA @), F IR 643200

2R EMKF S —WEEREF, =d, 29 650101
*BAZAE A TR HL, E-mail : m13540306155@163.com



NTEWi SR Tl 20234E5 4 45154 4558 T Mol Diagn Ther, May 2023, Vol. 15 No. 5 - 847 -

AD-1, CRP and sICAM-1 was 0.927 (95%CI: 0.867~0.987), which was significantly higher than that of AD-1,
CRP and SICAM-1 alone (P<0.05). The sensitivity, specificity and accuracy of combined detection were

86.49% . 100.0% and 95.90% respectively. The diagnostic accuracy of combined detection was significantly
higher than that of the single detection (P<0.05). Conclusion The levels of synovial fluid AD-1, CRP, and

sICAM-1 in postoperative PJI of THA patients are increased, and the combined detection of the three indicators

has the best diagnostic value in the diagnosis of postoperative PJI of THA patients.

[KEY WORDS |

hip arthroplasty ; Periprosthetic joint infection

Bl SMRFT AR FBAR B A ) 0 A i, 4265
‘B4R (Total hip arthroplasty , THA ) 7E15 223t T4FAY
Il PR R FH B 2 A 38, I HL AR okid &tk —25
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Fie IR 2013 AEE 3T B9 MSIS FrifE'™ 6 2 2 4 3
BIARE 1) — A 50 5 AR AR = AN B E
KPIL, FEARUE: OBRIEAEET REE; @2 MR
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K E AR e . DESR) T+ (>30 mm/h) Fl CRP Tt &
(>10 mg/L) ; @5 ¥ 1 40 L 11557t & (<3000 4
20t /mL ) 5K 40 B IR B 06 B (+4) s @ 2 TE
TR A TR (12 HE>80% ) s @ — 2 41
o ST VRO SR B 3R B 5 G B2 L SURRPE
B 5 A~ E 5458 (%400 ) s 4R A4 >5 4.

1.4 SBEit2Frik

DL SPSS 19.0 it A7 8ilm e it o3 Mo 1H4K
BERHLL n (%) Fn AT KB A5 A IE S0 9 2
R L (R +s) T AT K80 s RARIEZS 400 1 5E
OB R £ (DU a3 280 HEA TG A SR F Mann-
Whitney U £ 5 . 22 il 22 i # T./E ¥: 1iE (ROC)
i 28 2347 545 W AD-1 . CRP J% sSICAM-1 4845 1912
Wi A, L P<0.05 N2 A Geit2¢3 X
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2 #HR

2.1 W4T AD-1 . CRP 2 sSICAM-1 #5477k F-
s
PJI 41 1) THA i # 5 1Y it AD-1 . CRP J&
SICAM-1 [ 215K B i T4F PILAL, 22 5 A 46
R X (P<0.05), W1,
®1 PHBXTE AD-1.CRP K sICAM-1 /K FLL &
(M(Q)]
Table 1 Comparison of AD-1, CRP and sICAM-1 levels in
joint fluid between two groups of THA patients [ M(Q) ]

Wl on AD-1(pg/L) CRP(mg/L) sICAM-1(ng/L)
197.59 42.56 798.04
4
PIAL 37 (111.45~343.54) (17.87~75.56) (617.87~919.34)
79.68 10.57 575.81
4
AEPil 85 (45.67~98.59)  (6.38~18.70) (510.45~711.56)
VAI:] 11.435 8.265 7.834
P1H <0.001 <0.001 <0.001

2.2 YW AD-1.CRP } sSICAM-1 #5475 %f THA
BEARIG PILIZWN

21 ROC £ 45 3 .7~ , & 17 i AD-1,CRP
J sSICAM-1 18472 W THA Hi#& AR J5 PITLIK ROC |l
4T AL (AUC 1) 4351 2 0.827.,0.825 F1 0.764.
FI A Logistic # 37 AD-1,CRP & sICAM-1 5 #r Bk
412 Wi THA B3 K J5 PIT B #570 . F=—7.991 +
0.014XAD-1+0.006XCRP+0.033xsICAM-1, 45 5 i
IR AN FREE G R I PITAY AUC {8 4 0.927(95%
CI: 0.867~0.987) . 427~ AH L ERAUAS I 5C 5 7 AD-
1.CRP J sICAM-1 $5 45 , =& B A KD 912 Wi s
REW] i oF — D4R T, 22 A Geit 7 2 L (Z=3.881,
4.083, 5.358,P<0.05), WFE2.K1,

R2 XTRZIEIEI THA 2EARJF PIAYIZHET ROC
HZ&SH

Table 2 ROC curve parameters of postoperative PJI of THA

patients evaluated by various indicators of joint fluid

LD AUC FrifEiR 95% CI PIH
AD-1(pg/L) 0.827 0.049  0.732~0.923  0.000
CRP(mg/L) 0.825 0.030  0.748~0.902  0.000
SICAM-1(ng/L) 0.764 0.046  0.673~0.855  0.000
iRl 0.927 0.031  0.867~0.987  0.000

i i X ROC 14k 2 8047 43 M it 53 45 48 i
P 240 5 i B8, B o O 19 R A% 8 s 1Y s A K BT
(Cut-off {8 )43 2} AD-1>117.12 pg/L .CRP>33.36
mg/L 1 SICAM-1>614.99 ng/L I}, 73 i B Fl4s S5 5
o = F WA ) 248 48 Bk, RABUE

1.0

3
0.8 AD-1
CRP
0.6 sICAM-1
# g oAl
E g4 Sk

0.2

0 02 04 06 08 1.0
145k
E1 ROC #i%k

Figure 1 ROC curve

S B0 9 A 86.49% F1 100.00% I, Bt 2 46 )
THA 5 & R J5 PIT 1912 Wr 5 1 50 5 4 95.90% ,
H] i & T AD-1.CRP } sICAM-1 4§ b 2 6 1l
M E B R, 25 A Ge it e E L (=3.112, 2.587,
P<0.05), W33,

x3 XTREIEIRTE THA BE RIS PIL RS HIBE LB
Table 3 Comparison of diagnostic efficacy of various
indicators of joint fluid in postoperative PJI of THA patients
sk 2% CUT- REYE R 2 BHVER BITER e i
YR B OFFM (%) (%) (%) (%) (%)

AD-1(pG/L) 0.64 117.12 70.27 100.00 100.00 90.43 90.98
CRP(MG/L) 0.52 33.36 64.86 98.82 96.00 88.42 83.52

S}Eﬁ“ﬁ 0.42 614.99 7838 63.53 4833 90.00 68.03
BEAK 083 039 8649 100.00 100.00 96.59 95.90
3 e

UTAER , T B SCAE Dm0 AR Ak KO-
TE PILiZ W rh A 45 52 OG0 A 46 G 19l AD-1 .
CRP'Z5 Z T 515 W A Wb a5 0 € 5 DAk 5 102 H
T B WA T B R W2 M L T A
PG, BLEE AR I T BB R L 515 Hh A &1 VR %
A= W) bR AR W AT RE S B2 4% 1Y) PIL A2 Wl ok B 1 28
W, TAHFIT SR BN, THA RJ5 %4 PITHRE Y
FEA G Fh 2T AD-1 . CRP & sSICAM-1 1 1k
JKFAE F R & A PIT Y THA B B B THE . 18R
LRSI R A e bR T THA #3519 PIT 2
AIREE—F A2 T H

AD-1 2 — P iy ek 40 it 2 I B B B R L 78
JERY S rhn] & HEA R O T RO SRR ) i B TR
YER . ZIF5E B0 76 Fr A 1 AR Dnbric
o SR o- B R R AT AR Y, % PIT A2 W
P m . Wyatt 55 7 — T R GL LR R FIZS 26 At
HHIERA , AD-1 AT 3B % 2R A2 Walche | iU
FVRR S 23 591 125 35 100% F1 96% , W S AR F 11 410 il
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BRBHALS . ABFFTES R A, KT AD-1 127 PIT
I HER 251k 00.98% , 8 T [RAEFE & 19 H 1) CRP
(88.52% ) F1 SICAM-1(68.03% ) , &/~ K17 AD-1
XFT HA A 1) PILS I BA B O HERf P .

CRP & —Fh @ e A 1, K DOk — B 1E
Ry 4 B SR () B AR A E LSS PRSI . SR, BT
TE TP JAE 2 AT ] WAL 3 1l 55 CRP 7K (1) 7
i, L, 1L CRP X T Ry BB G (2 W AR R 5
PERY . Parvizi 8 UGH i C T CRP 12 Wi il 5%
TEBH, 5 13 CRP AH L, &5 A R AE b ic 9 7e
LW PIT )7 I S ERA . Baker %52 BFSE KB, KT
& CRP Xt PII 19 12 Wi R #C R A 5 7k 43 50l
74.7% M 97.8% , J&-12 W PIL YA 7156 B2 W8 Fr
ABFFEEE RLAUENT, X5 CRP HLH 2 K PIT Y R
U 64.86% , ¢ 57 FE M 98.82% , 12 Wi v 1 i 12
KT AD-1. Stone %™ it — 2 WF 5 UE A , OC 15 W
CRP XA AD-1 X} PIT 42 W7 H AT AR & i Sk
R AE 4 J o BRI B 7 A6 A8 BH P | 1 A7 A A B 1
B AT RE = AR B A PE . 24565 i) CRP F AD-1 £
25 S BHAE R, 2 8 PIT A 4R St

IEAI , ABIF 5838 & BE, 78 THA R J5 PIT 35 H
(T SICAM I 2 7t 5, o 2 W PIT HLAT 8%
R [ G AN R S [ Sl e i e =
SICAM-1 & —Fh Al P BSO0E 25 11, 78 F 240 e 7% A
PO TR A SCEEAE T IT )iz TR A sl
IMLAE F4 32 W FLEAL T Worthington 25 i 5%
FEH, M RSG5 SICAM-1 LA Bz TL-6 AJ 4E 4>
KB AR BEAE A rp L () T R 7, = E R A A
DU FH DX 43 N T 5 1 e B e Ja e A G A 1 A
. MRS R B8, AD-1 .CRP & sICAM-1 =
FHA R AE THA B35 ARG PILAYiZ W AR L =
6 A5 0 SRS I HL AT e A 2 e, T oA I R
LW THA AR J5 PIT AL 8 AR

ZE B NR RIS R BRI AE WAR
YI{E THA & RJ5 PITIZ Wi P © R B A A\ 5
R RS IO AR A Y T 1 AT B 3T SO D R G 7
%58 PILIHE B2 Wi T B2 . 1 X997 i AD-1.CRP
S SICAM-1 B IEA5 46 I 45 SR AH LU AR SCOC T I F8
BATIAG I B A, R R B R R I = A
W TF-B FHAE PIT (i B EPA
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B O e e A 0 182 P o s g 3 o B D I HE . BNP
U2 ey e A d A

BRERE RBRyx KH4D

(# Z] BA HWEHRBLOAERE X810 J1 2 (CHF) B35 0 U6 B BU4HFRIK (BNP) Firp 283
FAKFMRm . ik EFE 2T ER.C R 2021 459 H & 2022 47 2 A [ CHF A B %897 &
186 5], LI BEHLE R 32 -1 43 A AR 4 (n=93) FIX HRZH (n=03 ) o Xk BEZH H #0700, WL 20 7 X B 4] Sk I
AT IR E I o LA DIBE  BNP MG FE KT, SR T HRTELL AT IR A2 0 ZE 4 1l 53
$0(LVEF) 20 B AT R (LVMD Fl A Z 47 iR I N 42 (LVEDD ) /K- [ 25 S R Ge 12 5 L (P>0.05) ,
T i 45 85 W8 2H LVMIL, LVEDD I T %] BB 4, LVEF & T-X B4, 25 5 B G i & X (1=3.771.3.831 .
2.138,P=0.034) , TTATMLL BNP N E-1(ET-1) . ZH B LIREZE (NE) .6 min 24 TR E 1 2 (6MWD) #l
B JE 7R ik (MLHFQ) Fe A 22 SR L4 T 24 8 L (P>0.05) , T i Wi#€ 4] BNP ET-1.,NE fil MLHFQ 1 F X I
2H,6MWD & TR B4, 22 5 HoA G2 X (1=3.924 .1=3.191 .3.925 .3.713 .5.644, P<0.001 ) , Z&it K.
DR ST G R0k CHF DI RE , BEAIC BNP FIPP I 2K $t i B AR I

(&) FHLONERSE ; B0 S =W OTRE; B BRUNRIK Mai®; EniE

Effects of early cardiac rehabilitation on cardiac function, BNP and neurohormone
levels in patients with chronic heart failure
KANG Cuixia*, CHENG Fangbin, ZHANG Weizhen

(First Department of Cardiology, Peking University Third Hospital Qinhuangdao Hospital, Qinhuangdao,
Hebei, China, 066000)

[ABSTRACT] Objective To investigate the effects of early cardiac rehabilitation on patients with
chronic heart failure (CHF). Methods A total of 186 patients admitted to the Department of Cardiology of
Qinhuangdao Military Hospital for CHF from September 2021 to February 2022 were selected and divided into
the observation group (n=93) and the control group (n=93) by random number table. The control group received
routine intervention and the observation group received early rehabilitation training. Cardiac function, B type
natriuretic peptide (BNP) and neurohormone levels were compared between the two groups. Results Before
the intervention, there was no significant difference in the levels of left ventricular ejection fraction (LVEF), left
ventricular volume index (LVMI) and left ventricular end-diastolic diameter (LVEDD) between the observation
group and the control group (P>0.05). After the intervention, LVMI and LVEDD in the observation group were
lower than those in the control group, while LVEF was higher than that in the control group, and the difference
was statistically significant (1=3.771, 3.831, 2.138, P=0.034). Before the intervention, there was no significant
difference in BNP, endothelin-1 (ET-1) , norepinephrine (NE), 6-min walk test distance (6MWD) and
Minnesota (MLHFQ) between the two groups (P>0.05). After the intervention, BNP, ET-1, NE and MLHFQ
in the observation group were lower than those in the control group, and 6MWD was higher than that in the
control group. The difference was statistically significant (t=3.924, t=3.191, 3.925, 3.713, 5.644, P<0.001).

KR A2 B TAHZERBRTS L% (202101A050)
VH I L RTRFHEZERAEZHER S A—F, Tk, &2 5 066000
*EAEEH R E, E-mail : kangex2022@126.com



NTEWi SR Tl 20234E5 4 45154 4558 T Mol Diagn Ther, May 2023, Vol. 15 No. 5 - 851 -

Conclusion Early cardiac rehabilitation training can effectively improve the cardiac function, reduce the levels

of BNP and neurohormones, and improve the quality of life of patients with CHF.

[KEY WORDS |

Natriuretic Peptide ; Neurohormones; Quality of Life

O 7 v O IS N RHE DL 2 —  BEE &
ML TR B, 10 ) 5 8 2 s A8 A A
Bk RN AT AR D
BEANG R, A IR X R R,
FIUI I Jre A 80 U I 5 52 I 2R AN A R A A8 I
BN 1 AT A R ARG B . B AU PR AR
(B-natriuretic peptide , BNP) J& T LA L & B A4 K
SRR, ADIHEIZ N B3 O 1 s R B . ey
53 W FGE R R IO Ja Al S 3 CHF BB O LE Y,
MUK P a2 5 I i % (Norepinephrine , NE) | A
} % -1 (endothelin-1, ET-1) 45 7K V- 34 % A 57 % 78
b PRI, BURFRR 3 BNP M 2838 2R K0 N
FE L, PSR, O NEER NG T LIAT R8G5 O
WA DI LR NI . AR
PR B I01.00 W B 52 %18 P 0> T 3 0 SR O T BE
BNP FI £33 KRS80 , INZS AT .

1 WERFGE

1.1 BN 4

PEHEZ R T ER O HNF 2021 459 H 2
2022 4F 2 J I CHF ABe4Z 21677 4 o AP
#E - OFF A Ch ELG T 23512 W FR YT 18 B 2018)
H CHF i2Wibr e, 8.0 LI B3R X O 4
112 CHF, @4 #% 18~80 % . (33 [H 41 2. I Js
272> (New York Heart Association, NYHA ) [1¥.0> T
REr =11 9o HEBRARUE : OFF ARG fil e fig ol R A~
NEH KA. QMHLES, OF/IFE™
HEIF BT . @ERSEILI ., ©& %
P b e A% Ye M . 186 B4 A& ik & 4F CHF
B, I ALECGR 1 25 53 WA 4 (n=93 ) FAT
MEZH (n=93) , W} FRZA B2 32 5 FL T 10, WLsR gl 32 7.
WIRRE ISR, 32138 5058 2% 8 Xt 58 i A
[ PP BB B AR PR 2R o W A% I
1.2 Tk

X AR ZH H AT, A4 s s 2k R 2k
PR PR A R N 2507 1%, Rl 45 T B 259
ARYT MR E RS EALL T, SRR
X HEZH L ml AT R U 2, T RN

Early Cardiac Rehabilitation; Chronic Heart Failure; Cardiac Function; B - type

OG5 % - A2 TF b B 2 U il e o0 WO BE JE I
PRBERE, A48 DI RE ST 9 I KT O3 LE L 3
VRREAR O HL R S5 L 2418 B BT 2l e A 1
Ot IS5 D) Ay 4 B AR S > B35 B RE ) R A2 1
OUNTEIF R —% . H T AR IR R E
AR Y s 3 22 BMNRIK R, AL ST A7
AR ULTE N RIE AT S AT TR LR
B AR AR B SO R AR Y 1, X kS
FICHER . XTI YIRE TYE 45 1Al 5~7 METs
1) B R IE B, 3~5 /)&, 10~25 min/¥k . % T 03
RE T 24 45 T AR 24 & 2 METs~5 METs (1 £ {4
W8l 3~5 /A, 5~10 min/ik, XF T IIRE TV 9
25 TR 24 <2 METs 19 B K75 3, 36 sl ik sk
WA AR 0 R TR 0 R 20 Y/miin H B
P pe] g | kg O T DL RS e R 57
FEECT R A 1k o QR BIIIN 25 - A FE ) R 07 4 18
B TR XU <R AT AL AR 3
Gk YT B L AT G RIDK AR K /R S
EARE B AR B SRR RNV, @0 H
AP BN 012 DD B B O BR S XTI 28R
LI 25 R R AT gk s g, BT LLG BRI
T, Rk RS F 8Os T 7 00 H 248, thandk
PR SR EB B AR, B TR AR L A Y IR
W AT RETCAS LA, f2 0 A8 3 4b T — > RAF Y &
DARS I EIATREE I k. T3 T 11 H
1.3 iR VEAL

O D REVEAL « X & T TUHT L5 220 = 451
77 %% (left ventricular ejection fraction, LVEF) | /& .0»
= Jo B 38 %1 (left ventricular mass index , LVMI) HI
7e 0 Z EF 5K R W] N 4% (left ventricular end-diastolic
diameter, LVEDD) ¥4, >R .0 Ty B A A [ 35 e
JCEE Rl TR , CVED-TT(H) J#EA 7RG . (il i fp
AEBH T AT 5 B AL G4 IR AR (B-type natriuretic
peptide,, BNP) . N JiZ & -1 (endothelin-1,ET-1) , & H
¥ I % 2 (Norepinephrine , NE) 7K, ¥4 % HH i B¢
B g2 W iR & (L R IBE AR A W, 48T ) R I 5 PF-A
B T HAT 5 6 min 2247525 (6 min walking test,
O6MWT) , #8376 — & Ff g NS it 476 6 min, 715
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F1E M EE 5 LAWY 95 3 0 5 26 % 3 4 3 (Mlin-
souda Heart Failure Quality of Life Scale, MLHFQ)
VEORPEA AR T RIS A i B, N AR AR A

F1 MA-MABLLE (2(%), (x=s5) ]
Table 1 Comparison of general data between the two groups
(n(%), (x+s) ]
pUE =<7l XF IR 2

I3 Mk Ak 2V AANTUH 430 H R4 2 i WAL
TR R, V3B Ry AR R A 0 o 2 Ll % 50(53.76) 48(51.61) 0.086 0.769

1.4 Gt /8 43(46.24)  45(48.39)
. o . , - (%) 60.3426.10  60.58+6.33 0.263 0.793

fr / L YR ST

SPSSEI'O GRS o T, T REBORR B IR () 16(17.20)  14(15.05) 0.159  0.690
(x+s) R, LB ST FEAS ¢ K256, LN XS ¢ K Bof i is () 17(1828)  19(2043) 0.138 0.711
©® RO RLL T4 55 FH o2 K 1S It () 18(19.35)  20(21.51) 0132 0.716
q\i\ ' ﬂ‘ﬁj\‘ﬂ %!l(% )%Tii:ﬂ\ttﬁﬁﬂa r K BIFEPEE R () 10(1075)  11(11.83)  0.054  0.817
LA P<0.05 N 227 BHA G2 E X Lofesg 56(60.22) 52(55.91) 0.353 0.552

2 R

2.1 L — ORI AS

PIZLPE AR A IR LA O R IR A
FEE 8 A I8 B O DI RE 4 G L L
B, ERTEITFE XL (P>0.05), WLEI,
2.2 WHLIIRETRr L

T 1RO Z2 41 A X B 41 LVEF., LVMI #l
LVEDD /K- b #2 , 22 5+ LG 124 & L (P>0.05) ,
T 51 45 o 5 W82 20 LVMI ., LVEDD fi% T %f B 41,
LVEF & F X4, 2 % B A g0t 8 L (P<
0.05), W#%2,
2.3 4] BNP . #iZ3 % .6MWD Fl MLHFQ .48

T ¥ Fi P4 BNP .ET-1 .NE .6MWD #ll mLRFQ
F#s, 25 G123 X (P>0.05) , T s g4

/v 37(39.78)  41(44.09)

CHF J& e 0o O WL FE 0 ILAR 55 22 s i
PR A R B A B B, 32 B 3 B O I 235 ) A Ty
Aest# . CHF &9RYT A e A 23 R J I XETR 1
OB, YT PRI2 Wi R FR T I R &
CHF 3L T4 I 3 P AL (H L 5 ARFE T ik
50%"", CHF W 1.0 fE B 52 BE A% A7 2000 810 ik 21
2 B A% AR A A B2 ) Rl L AR E 0 U 52 B 48
A AL AETREE A CHF B 2 L 2 &=
5y, TRE S B AR RS BIAR IR AR R 4, X
TN E RS FEERE R R EZ N A
150 VR 2 XA YT I v R 2R T S SO BRI i)
WMPE TR, I, %F T CHF #8384 20O E

BNP .ET-1.NE F MLHFQ 1% T % B 4 , 6 MWD 75
TR, ERBA SR L (P<0.05), W& 3,

RSN GRZ Ak, 0 0 BB 5 T Bl g o
B ARUCHIT TR 5 B R A R AL 25 )

®2 WHOINEEIEREER (x+s)

Table 2 Comparison of cardiac function indexes between the two groups (x+s)

- . LVEF(%) LVMI(g/m*) LVEDD (mm)
T T R T R ] T
L2 93 28.86+5.66 35.64+4.34° 135.34+5.34 122.30+5.43" 65.67+7.15 61.02+6.60"
X} HE4H 93 28.75+5.45 33.34+3.97" 135.50+5.18 125.43+5.71° 65.81+7.08 63.13+6.86"
il 0.135 3.771 0.207 3.831 0.134 2.138
P{H 0.893 <0.001 0.836 <0.001 0.893 0.034

L - 5 R4 BT LA, P<0.05.

3 PHBNPMZHE . 6MWD fl MLHFQ Lb#& (v +s)
Table 3 BNP, neurohormone, 6MWD and MLHFQ were compared between the two groups (x+s)

. BNP(pg/mL) ET-1(ng/mL) NE(pg/L) 6MWD (m) MLHEQ (4})
B ! TR T T THE  Twhr THUE R TG THig THE

MELL] 93 423.44+60.34 303.45+58.43" 120.34+30.15 80.34+25.34° 2.10+0.35 0.62+0.28" 289.34+43.13 335.34+45.62" 48.34+5.97 38.43+5.43°
XHHRZ] 93 425.34+61.53 332.34+40.31° 120.53+31.02 92.27+25.64" 2.08+0.38 0.79+0.31" 285.34+40.15 310.86+44.28" 48.75+5.86 42.43+4.15"
i 0.213 3.924 0.042 3.191 0.373 3.925 0.655 3.713 0.473 5.644
PiH 0.832 <0.001 0.966 0.002 0.709 <0.001 0.514 <0.001 0.637 <0.001

5 R4 T AT e, *P<0.05,
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2 Fe P W% BB L miR-451 . miR145-3p B84k Je
AR X

AR ERI OFE OBRE AW AAE FHKEY

[(# ZE] BN HERZEMUH ﬁﬁ(MM)%%m(ﬁMd B R -451 (miR-451 ) /MR TR
145-3p (miR145-3p ) EAL TG IR o Frik  EBOIb K 2#BHE B Be 1 2021 47 1 A 2 2022 4F 10 A WA
1Y 60 5] MM 835 N AL EH , RIBE WIS TE O B 00 A kH (n=12) 52 H (n=48) , Pl [A ] T 2=
BE ARG 11 45 44 (3% 5 1 SR % R, A6 DU 45 21 10T miR-451 .miR145-3p K-, R Z iR # TAE(ROC) #h£&
AT MM B2, R WESL LY miR-451 .miR145-3p T X IR, 2 3G G2 rE L
(P<0.05) ; MM [ BR8] 248 (1SS) « 1307 13 1], 11397 19 f6i], M 3Y) 28 f41] , miR-451 .miR145-3p /K-« M3I< 1l
%<H@§ Y 8831253 L (P<0.05) ; B & A ML miR-451 .miR145-3p K VAR TS, % A4 53

& X (P<0.05) ; LI miR-451 .miR145-3p 2 Wi MM B , L miR145-3p (2R i BUE (AUC) 1 &5, %
fWF%%Fﬁwﬁ%m%9mwuﬁﬁﬁmpﬁmmmﬁﬁowmﬂﬁgmmmaﬁﬁgﬁ
84.44% . Z5IL LK miR-451 .miR145-3p 7€ MM R385 i 2 AR08, HL B A8 518 N 20 T B, 12
WRBERCIE: , PRI R AL UL miR-451 .miR145-3p VE 9 HIWF MM H 5915 28 AL I FE 4T

[kEiA] ZRMEBEE; MM/ MERZRR-A51 5 3 U IMZRZ R 145-3p

Changes and clinical significance of serum miR -451 and miR145-3p in patients with
multiple myeloma

YANG Chao, LIANG Shuxin, QI Ji, RAN Jingping, ZHU Shanshan, ZHONG Liying, LI Tiemin*
(Department of Laboratory Medicine, the Affiliated Hospital of Hebei University, Baoding, Hebei, China,
071000)

[ABSTRACT] Objective To explore the changes and clinical significance of serum micro ribonucleic
acid 451 (miR-451) and micro ribonucleic acid 145-3p (miR145-3p) in patients with multiple myeloma (MM).
Methods A total of 60 patients with MM admitted to the Affiliated Hospital of Hebei University from January
2021 to October 2022 were selected as the observation group. According to the results of initial diagnosis, the
patients were divided into the recurrence group (n=12) and the initial diagnosis group (n=48). Meanwhile, 45
healthy individuals were selected as the control group. Serum miR-451 and miR145-3p levels in each group were
detected, and their diagnostic value for MM was analyzed using the receiver operating characteristic (ROC)
curves. Results Serum miR-451 and miR145-3p levels in the observation group were lower than those in the
control group, and the differences were statistically significant (P<0.05). MM international staging system
(ISS) showed that there were 13 patients at stage | , 19 patients at stage Il , and 28 patients at stage Ill. Serum
miR-451 and miR145-3p levels decreased in order from stage I , stage I to stage Il , and the differences were
statistically significant (P<0.05). Serum miR-451 and miR145-3p levels in the recurrence group were lower than
those in the initial diagnosis group, and the differences were statistically significant (P<0.05). Compared with
miR-451, the area under the curve (AUC) of miR145-3p was larger for diagnosing MM, and its sensitivity and
specificity were 95.00% and 93.33%. The AUC, sensitivity, and specificity of serum miR-451 combined with
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miR145 - 3p in the diagnosis of MM were 0.844, 100.00% and 84.44% . Conclusion

Serum miR -451 and

miR145-3p show low expression in MM patients, and gradually decrease as the patient’s condition worsens, and

the diagnostic efficiency is good. Therefore, serum miR-451 and miR145-3p can be used as clinical indicators to

judge the condition change of MM patients.
[KEY WORDS |
145-3p

Z M H B9 (multiple myeloma, MM ) DL H- i
SRR R B Sy T BRI R G g
HHEZ RIS, B AT AR RS 58 2IRYT MM 1 i,
WFFE 50 BT MM (1) 2255 ML 1T kg AT 6 1] 245 49 4
PEIG RARE o T/ M AE % R (microRNA , miRNA)
7 E it RNAs, 1] 45 5 {5 i A% 0 4% 12 (messenger
ribonucleic acid, mRNA) 3’ v I #1155 X (3’ Un-
translated Region, 3’ UTR) [% fi# mRNA % o XI
mRNA #1787 . AHOCHESE R ™, MM 1Y & 4Bk
JRAFTEZ D miRNA 92 5, W4 UM R -32
(microRNA-32, miR-32) {7/ % B % 1% - 92a (mi-
croRNA-92a, miR-92a) %5 . T/ MZFER-451 (mi-
croRNA-451, miR-451) > miRNA [1)—Ffr , HAE
i v ) S A 2R 3 T AR AR A0 G 5 I % 4
T TIH S TNV B R 145-3p (microR-
NA145-3p, miR145-3p) [lFE A miRNA , HAA A&
i 40 ) S DR, T 22 A e R G I PR R A g A
s, SR IR AL RS A AR ZR L B A A A K
s, HRTOCTME &S 1E N MM 2 Wi 9 2k
YIbR G A AR, A MM BB B RS S bl
W LR BT RS B U A ST R I MM
R MTH miR-451 \miR145-3p AL Ay BT Wi & I TR &
SO HAE MM R 28, BAR IR .

1 BREFE
1.1 — R

TR b A2 B B2 Bt T 2021 4 1 1 & 2022

410 A AR 60 1) MM & 98 A€, Hob i

38 il , 4 22 Bl ; AF i 42~81 %, V-1 (61.81£5.30)
% s MM [ Br 7 ] & 4t (international staging sys-

Multiple myeloma; Serum micro ribonucleic acid-451; Serum micro ribonucleic acid

tem,1SS)"': T ¥ 13 451, 11 4§ 10 451, T4 28 51 . 4
A OfF (T EZ A S B 2IHEM
(2020 4FE1T) ) S Wbn i H 4 X B4R (481
WK e R R 1 (Ig) B SE PRI 2 QA 4F
W18 % s @B AR AR M EA UG . HEBR
P : UL iR A S L1 8 s @6 IF A HoAth i
RGN ;OB IA A B R hswm#H ; D6 I
A DA E RN . IRIEVNSIE WK R R
B RMH (n=12) 59124 (n=48) . VR T BE B
RKG Y 45 G E X IR . Hoh &2 R4l 7
B, 4 505 4E Iy 44~81 %, F-45(62.14+5.37) % 5
ISS: T2, W4, 6], #1124 % 31
B, 217 3] 4E 8 42~79 %, -1 (61.48+5.22) %7 ;
ISS: T W11, L3 15491, MLA 22 f51], %of fEZH 55 23
%A 22 4 AR 1 40~T1 %, -1 (60.31+5.08) %
B — MR 2 RS T L (P>0.05) , H
AT M AR ARSI B A R
1.2 ik

miRNA [ K I « SR FH S B 2980l 2 1 B il e
A (qQRT-PCR) J5 ¥ , 1 56 R FHAZ g 42 B )
PEAT I3 A RNA AOEEHL, SR 5 19677 5 i cDNA, LA
WA Ry B AR, 7™ A% Fi2 IR PCR 3247 & 16 B 45 R 47
PCR ¥ 3% , UL U6 fE N Z W), R T 2-2 ik Kl
miR-451 .miR145-3p &R FRik i, MK miR-451 |
miR145-3p 73 F%¢ )6 PCR I FHI WL 1,
1.3 GEileFik

K H SPSS 20.0 Gt B ge it 5 4
B, T ERR T (£ ) F3A , 4 10) FLEAT ¢ K 56
Z A BT I 25081 . R Z i #E TAE(ROC)
i & 43 BT 1075 miR-451 .miR145-3p % T MM 112

R1 miR-451 .miR145-3p H & 5| ¥ 7 51

Table 1 Amplification primer sequences of miR-451 and miR145-3p
B E[ 519751 AnpEh2dl B il 2
Uo 5'TCCGATTGAGTCATTACCAT3' 5'GTGCAGGGTCCGAGGT3' 60T
has-miR451 5'TCCGATCGTGAAGCGTTC3' 5'CTCCAGGGTCCGAGGT3' 60T
U6 5'GCTTCGGCAGCACATATACTAAAATS' 5'CGCTTCACGAATTTGCGTGTCAT3' 60T
has-miR145-3p 5" GGGGATTCCTGGAAATA3’ 5" TGCGTGTCGTGGAGTC3' 60C
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Wit LA P<0.05 4ZRHAAG#E X

2 H#R

2.1 XRS5 A M IV miR-451 \miR145-3p
IKOFHeds

WS L35 miR-451 \miR145-3p fK T X} HE 21
ZERBEITFE X (P<0.05), W2,

*®2 MBASIREMTE miR-451 .miR145-3p 7K F LI
(xxs)
Table 2 Comparison of serum miR-451 and miR145-3p lev-

els between the observation group and the control group (x+s)

2 51 n miR-451 miR145-3p
X HE 2 45 1.5620.44 1.01+0.31
pUk 234 60 0.83+0.12 0.42+0.12

tE 12.275 13.283

P1E <0.001 <0.001

2.2 ARG MM B3 BN miR-451 \miR145-3p
KF L

miR-451 \miR145-3p 7K~ M H< T W< T Y,
ZEFEAGI R L (P<0.05) . W3,

£3 AESH MM BHBMF miR-451 \miR145-3p 1K F
74 ?FSAE (v +s )
Table 3 Comparison of serum miR-451 and miR145-3p

levels between MM patients at different stages (x+s)

215 n miR-451 miR145-3p

I 13 1.03+0.21 0.57+0.14

1] 19 0.87+0.10° 0.45+0.12°

JIIgi 28 0.710.07 0.33+0.09®

FIH 32.297 21.438

P1E <0.001 <0.001
W5 I, P<0.05; 5 T, P<0.05,
2.3 HERMSWIZHWIMIE miR-451 .miR145-3p
K8

5% M miR-451 .miR145-3p /K AR T#)
A, ERA G EL(P<0.05), W4,

x4 EERASWSAMIME miR-451 .miR145-3p 1K F
PEB (x+s)
Table 4 Comparison of serum miR-451 and miR145-3p
levels between the recurrence group and the initial diagnosis

group (xxs)

21 n miR-451 miR145-3p
gRNH 12 0.67+0.07 0.34+0.03
Lz 48 0.87+0.12 0.44+0.13

18 5.521 2.631

P1i <0.001 0.011

2.4 L% miR-451 . miR145-3p N i # Bk & % T
MM 2 Wi

1L ¥& miR - 451 . miR145 - 3p 12 Wi MM i} , DX
miR145-3p () il 26 T 1 FUE (AUC) {H f 5 , sk
BE RS 2R 9N 95.00% .93.33% , (5 miR-451 1Y
AUC 05 miR145-3p Wi 2 3 TGt L (P>
0.05) , IfiL 7 miR-451 .miR145-3p BEE 12 Wi MM I}
PR 3H: rf— 330 Sy BH BRI AT 32 W MM, B G2 s
AUC {H 4 0.844, H & F 100.00% , ¥ 55 & H
84.44% . WF 5 K 1,

R5 IiE miR-451 \miR145-3p K’ ZH B A% F MM 12
BB
Table 5 Diagnostic value of serum miR-451 , miR145-3p

and their combination for MM

miR-451  0.951(0.890~0.984) 14.468 1.03  100.00 91.11
miR145-3p 0.967(0.912~0.992) 22.122 0.59  95.00  93.33

Ly AUC(95% CI)

BA 0.922(0.853~0.965) 15455 0 100.00  84.44
100 = pEpr——————
il
80 d — miR_451
> miR451_3p
= 60 — ke
ﬁ’(
Eﬁ 40 =1
=
20 |5
'l L i i 'l
20 40 60 80 100
FERE (100%)
1 ROC %k
Figure 1 ROC curves
3 itig

MM H—Fp LA R R AR b, HR e 2% 12

Pl , A B OIREAS 4 R S L B G AN
HII PRI F B B0 A0 M 32 T R 6 5 36 A R e
B, T MM itz AR S R H B R e
EHE th,ljﬂzllmr” Sy M BLRIZ 8RS R L . BLRY
BEA T R hm MM, Nk i S A&
[ AR AR MM & A UG 15 A 7 8000 5 9 s 1481 7
W, AT 5 B 4 0 e

WF5E 2200 miRNA 7E P8 MM [ % 4 %
d B A AR, Hoh miRNA 5 B miR-424
miR-765 [ /K- 7246 AT AR S MM 3 1A W7 1112
Wibr & A2 Wi M B & o miR-451 £ F A 17q11.2
Jute R I, LA Z R0 bR h ¥ A R Rk, T iE
it ZZ AL X 20 U T B A S R R AT R LB
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TRz BV R B MTMR2 3L AE HCC iy #ik
Bl A 32 5

B OWER RIR BRI Darer KRE ke RNE R

[(# ZE] BH UHRIEERAMXEA2EHE (MTMR2) 72 iF At E (HCC) i ik K 5 B &
I G BRASEAE G812 L LI WA G R o Fiik I TCGA Bl I i T 48 HCC #3826 iR 50 &
HBE BIIG FRBRAS B, 28T MTMR2 78 HCC HIANE H AL Z I FE 25 . H 2358 MTMR2
25 5 1 R B BB 2R o A Kaplan-Meier 35 RN 25 | 22K 2 Cox KU [l 485 1434 MTMR2
£ HCC H g L J5 A DGk B 305 B . 1 BE R B B 20 AR MTMR2 7E HCC il e 2 504y TR 5 &
o R R 411 AL MTMR2 323k S5 R e B A CHE . SR MTMR2 78 HCC FEA 1) R 1k i
#F 1198 (P<0.05) , Kaplan-Meier 74T i 78 MTMR2 1= 6 5 41 5 W B R A 17 R i R TIRR A 4L, 2 7 A
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Analysis of the expression and clinical significance of MTMR2 in HCC based on
bioinformatics

LI Dongxu" ?, LIU Jiacui®, DUAN Yiping’, CHEN Liangyue’, MA Tiantian®, ZHU Cuiwen’, ZHANG
Xiaoyang®, YU Mingxia®, TANG Yan'*
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Technology, Wuhan, Hubei, China, 430064; 2. Department of Clinical Laboratory, Zhongnan Hospital of
Wuhan University, Wuhan, Hubei, China, 430071)

[ABSTRACT] Objective To explore the relationship between the expression of myotubularin-related
protein 2 (MTMR?2) in hepatocellular carcinoma (HCC) and clinicopathological features, immune infiltration,
and prognosis. Methods The HCC gene expression data and clinicopathological information of patients were
downloaded from TCGA database. The expression difference of MTMRZ2 between HCC tissues and normal
tissues was analyzed. The relationship between MTMR2 expression and clinicopathological features was
analyzed by chi-square test. Kaplan Meier method and univariate and multivariate Cox risk regression models

were used to analyze the prognostic correlation and prognostic value of MTMR2 in HCC. Gene enrichment
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analysis was used to explore the molecular pathway of MTMRZ2 in hepatocellular carcinoma. The association

between MTMR?2 expression and the abundance of infiltrating immune was evaluated by R 4.1.1 software.

Results

The expression level of MTMR2 in HCC samples was significantly up-regulated (P<0.05). Kaplan

Meier analysis showed that the overall survival rate of patients in the high expression group was significantly

lower than the low expression group (P<0.05). The expression level of MTMR2 was correlated with gender,

tumor grade, T stage and clinical stage (P<0.05). The results of GSEA enrichment analysis suggest that MTMR2

is mainly involved in oocyte meiosis, WNT signal pathway and inositol phosphate metabolism pathway. The

expression of MTMR2 was mainly related to the infiltration of neutrophils in HCC tissues (P<0.05).

Conclusion The expression of MTMR?2 is significantly up regulated in HCC, which is related to the poor

prognosis of HCC patients and can be used as an independent prognostic factor for HCC.
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Figure 1 Differential expression of MTMR?2 in HCC tissues
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Table 2 Univariate and multivariate cox regression analysis
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Figure 2 The correlation between clinicopathological characteristics of HCC patients and the expression of MTMR2
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Figure 5 Expression of MTMRZ2 and immune infiltration
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Application of prenatal ultrasound combined with NGS in the prenatal diagnosis of a
MCPHS fetus

ZENG Yukun'?, LIU Yuan'?, YU Lihua'*, LIU Ling"*, DING Hongke'**

(1. Medical Genetic Center, Guangdong Women and Children Hospital, Guangzhou, Guangdong, China,
511442; 2. Maternal and Children Metabolic - Genetic Key Laboratory, Guangdong Women and Children
Hospital, Guangzhou, Guangdong, China, 511442)

[ABSTRACT] Objective To search for pathogenic genes and loci for fetuses with “microcephaly”
detected by ultrasound. Methods By Query and collect fetal ultrasound results, collect cord blood samples to
extract DNA, use high - throughput sequencing methods combined with database analysis to screen possible
disease - causing genes and mutation sites, and follow - up Sanger sequencing family verification for the
corresponding sites. Results The results indicate that the double parietal diameter and head circumference are
significantly less than gestation. The high - throughput test results indicate the existence of ¢.6970dupA
compound c.7541delA heterozygous suspected pathogenic variants in the disease - related gene ASPM.
Conclusion A case of MCPHS5 type fetus was rapidly diagnosed by imaging detection prompt information
combined with NGS method.

[KEY WORDS ] Microcephaly; ASPM gene; Prenatal diagnosis
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fir 44 1) MCPH AHOCHE R 28 4> ASBIEFE A, 7 Rif
s R e Lk Fil /N (-2SD) , BORIRE] ik /)
Sk IR (I RIZ Wbn il (H 2240 8 A 2k /N Sk B TR AN
R 77 ARG PR NG LR Bl R R B
SRy itk — 25 W T RE A 0 R A S S e FE 2R A
AN R FUER B NS R A ETEE T, SRR — 1R
FEEOR I AT P2 W, 201 e B 5 i R R4
HH R A 2243 B4R 5 FE H] (abnomal spindle homo-
log microcephaly associated , ASPM ) " fE1ER G445
AR A A AR DG BRI AR T

1 W&EEFE

1.1 X%

2020 4F 1 H 2R W4 B = Az b
Otz 2, 32 9 152 28+, 8 75 & B JL XL
T2 J 3k /N T 22 ) 3 )8 (-2SD) Kz 375 B I i
No W1, ZZAIHIGET T 2017 42242 32 JE] i R 1A

G LN KBTI 51 7=, ARWFST 4B Be 2R A0 PR B
S, BT A SR 2 W TAE Y U 22 AR N S
LR, S T A RE A

A B
VE A M R L2 S 25 JE 5 KA, e bR 4 28 i 4 R
/N2 3 85 B - B B L W BRI 0.25 cm, B8 TE 46 L0 /1
1 NgBERNER
Figure 1 Tertiary ultrasound results

1.2 Fik
1.2.1 DNA #£H

KA Il e R ZERU7 Ak 4$ 3 mL, DL
WU 2, TR 8 (EDTA-2K) Fit 8k . {8 Fl QIAGEN
N FAE P2 Qiamp DNA Blood Mini Kit XFREAS HEF T
FEHZH DNA 25, $2 ) DNA fifi H Thermo NANO
DROP 2000 J3EGRE RGN B Fr4li 3 , Bk DNA

FEARZEE OD A260/A280 4T 1.8~2.0 Z [,
1.2.2 Sl iy

it R — AR 5 B2 AR 1 7 3 6 B U 1 1B A
I Ke R ZE X7 A1 JE it DNA #4700 5 43 87, 0 )5
JIT A 55 1 3 RO A e N 2 o R st AR B8
(Online Mendelian Inheritance in Man, OMIM ) i 5%
(15 AL PO A 1Y 4 000 Z 4N FE A . A fhpf 2
ARG AR A O A R Se it R -
P A, T A N g Az s 2 A 2 ) 58 1
A G BT TE 74 566 A X, 312 424 088
NI V-8 S5 TR 372+/-152X, KT 10X 7 55
X [H] A7 99.2% , KT 20X 7% X [0 (5 99.0% ., 5%
JEH A5 : GRCh37/hg19., I Ji f 4k k3 3 il
I BWA 8 ASE4 T8 FE X, SR 5 St X A0 56 B
R 2 25 7% (single nucleotide polymorphism, SNP) .
i A5l 5578 28 R ) GATK #1 Var Scan %
AT B S3 AT, IRl FH CASAVA v1.7
(Iumina 2 &) ) 31 {44 X 7T B8 A7 76 19 45 DL %k AR 57
(Copy number variation, CNV ) 175347 .
1.2.3  Sanger I 7 5 IE

BEXt 5387 J5 5 m R R BUAH SC i BE R AR 57, SR HH
Sanger W J¥ #1780 1E o >R H Primer5 #4431 51
Yy, FH B4 W 4 I )W (PCR) 5 R 9 18 ASPM 3 [H]
(NM_018136) 7 547/ 15, ¢.6970dupA K c.7541del A
FIRAES N K HAMNE P51, 5 |7 93541 K — i
7ML R A BR A 7l A B, EAR T 51 : ASPM-
EX28F: 5" - AATGATGCATATAGCCGCAAC - 3’ ,
ASPM-EX28R: 5' - TGGTAGAAACAATACTGCC-
TA-3', P4 K 224 942 bp., PCR 4 #1A &
£14% TaKaRa 7 i fb LA Taq BRI 12.5 pL, H N
5 mol/L it =88, 5 pL, W& A 10 pmol/L /Y 1E | 2 [n]
145 1 wL, WA 45 ng/pL FEAS DNAL.5 wL, JG
R K & 25 pL; PCR [ 4% 4 04C T A8 % 5
min; 94CA M 30 s, 59CiR *k 30 s, 72°CHEf 45 s, 3F
1T A0 MG s i 72°CHEfH 10 min, PCR ik %
R—Ee ] M IR AT R 73547 Sanger 5,
IS L B L 2% 5 FE R 41 % 25 (American
College of Medical Genetics and Genomics, ACMG)
VEAR R X AH D s BOR PEIEA T PFAL 404

2 #R

2.1 EiE R R
TE ASPM 3 (NM_018136) | %& B0 5 % 9% #H
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X1y AR AL A : c.6970dupA ( p.R2324Kfs*49 )

Z& & H 4 c7541delA (p.Y2514Ffs*31 ) 2% &

=
/Ej‘l‘o

N

D E

2.2 sanger U7 UES5 R
TEH R BR ACHEEFIUIG LA R AR S50 55 sanger I
e R 2, BRSSP 45 R — 3

F

TE AL BERALRIIESE AL (B AT 5 B. ACRALEIMFZ 2R (B AR 5 C. AR AL KU TESS 2 (¢.6970dupA 4445 ) 5 D. RER AL B0 E 25 5

(c.7541delA Z445) ; B F. LA B0 UESS R (¢.6970dupA (c.7541delA &

PASPATWAN

nmn)g

2 ASPM EEZT RIS (NM_018136) sanger iUl = 45 8

Figure 2 Sanger sequencing of ASPM gene mutation sites

3 it

T A PR B R i ] B S e T AR A
S, M P 28 T 1) 80 R R i A B 11 235 4 B2 2% J3E S
52 AN DI BE B VI 56, (HX AR E
Rk 7 S DN R0 T R Ak 2 R IR AS B AT, AH BT/ Sk
WA T 11 i ™ [R) B A A KT B 2 B, el
AHIIE 5 RO B 0 A B I 5 % 2 10 D) BE S AT %
ey EEA/E Y . MCPH & —Fh #h &M 2253
Z4995 , FLIR RAFRAE S 28 e 1 B/ 3k g JE Al
PEATHER TR H B E 2 oeiT & TR
ABIEH o A AT 5T 28 BH 35t 4% FPR B I 5 34 T
FOK TR B KA 2 IR OMIM B85 & % 2R,
Y240 1R 2 44 1 ok [ T 545 bR R CHE Y
MCPH % [ Ji£ (MCPH1-MCPH28) #t:31 28 4>, Hith
5 MCPH5 # 3¢ ASPM 3 [F] 1) 48 53 i i i o~ =F
&, T ASPM JE TR & B MCPH &,
PRI T M2 R A G sh AR R S R R 2

ASPM LR F 1931.3 Yotk I, 5 62 567
bp, 3 477 NEIER , 28 MR, Hg b 1) 8 A7
TETA 225 S48 p 1 G R AR P A | %3
PR 25 R A 5 — > N 3, — > 81IQ (S 58 & IR - 4+
B89t iz ) 435 F4 3 F1— A4~ Calponin [7] Y5 45 #4) 5% Fl1—
A Cui™, ZIEH 5Nk WY [E] 956 &R H RIS
E A ARG Fujimori 55 ™ (1 fF 55 R % B
ASPM Xt 11 25 = /AH 20 Jif 79 38 58 RN o3 Ak 25 G B
Gemma 25" 1, % I ASPM TE 125 %2 1= FF- 1 A1 R 40

By Bt 2R R i, Bl 20 A I A 8 e 2
Buchman 28" [ HF 58 [ BRI ASPM TE € 3 Wit
MG R AT T30 IER %
HE DR B IE ko0 T g ke A sl 2 oeiE B B ok
HE, FIRWER I SRy ASPM LB A
S5 LT RESSBUNLEIE A A Ak
SIS RS TR .

M FAFEAS R 22 7= o HL R AR, I PR A %¢
115 PR B 1) 1T R PR K, R T AR YK AT iR A R R
TR & BIG LSk FEl A /N B 22 10 B SR S 45 77 i 2
Wr o e 2 el I A B T 5 A O 1 ASPM
F A A TE ¢.6970dupA B A c.7541delA 4= A A8
5, Hor c.7541del A i 3 iR O i R AR
A5 )5 22 b 2 g A HE & A T B s i A |, ki 5 1 i
A D) RE R AR R AR Sk AR SRSk
sanger U J7> 56 11F L 91F 52 792K 45 5 5 bR 0L AR
AN TE ASPMFER iR & B T ¢.6970dupA 4% A 748
%R AN 5 2 324 1 RS TR A B
(Arg2324Lys ) , [F] B Hy B JE 1) 4 A 15 )5 252 )
EHE[RIRE A T R Ay |, B AR5 2 373 (%5 5
TAR AR B RST, AT5 2 G S AR AR AT 2Lk,
IEH A BT RE & A & B8 %748 g A A
5, Ja S [RAE L sanger I 7 4 5 3 X AT T
BOUE, S5 R — 50, 1R A A e AH O B
K [ AR SCHR BEORE , 19K DA e i 0E . A G
ASPM $E R /) 728 S5 67 5 25 1A Clinvar B0 88 315 51,
H i 5% 1Y B0 F1BELEOR A8 524 b, B AR 5
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VA hrme  HEFIEE A BRI RS IR Y 2 s
RA T MBS S5 1997 0% H A HDL-C . HbAlc 7K -
()55

LT KPR EEE

[ =] HE HUHEFERmE TR &R R ERRG T 2 T E R A IR BT R0
XF % B R #E 1 (HDL-C) JWHAb M 218 1 (HbALe ) /K T-158M . ik HEIL20194F 6 £ 20224 6 1 T%
BAA NPT NRERHIZH 92 12 F8 1 B R G I 5 85, B BRI BEA S0k E T
J7 5, I ELARE A2 7 S0 53 o A LER 4 (T SRS (R 25 G BT MR YT L n=46 ) FIXT REAL (T
RIS S T FNEIT  n=46) o WAL 09I PRYT AL . MRS AR 140 T TI AT B4 (Hp ) 15 B R AR A L
AR & AEF L) HDL-C \HbAle /K-, #58 WAL RS RCR R 97.83% W 5k i T4 HRZHLI1) 82.61%,
S HA G L (=4.434,P<0.05) . JRIT)5 , WA A 23 I8 U (FPG) (425 2h IB% (2 hPG) \HbAlc
KB IG5 R4, HDL-C /KB 3 T3 R4, 22 R A S22 8 X (1=5.324.2.807 .3.677.,2.241 , P<
0.05) . WELLL Y Hp 1 BRR N 97.83% W 1k 25 T X FR A1 80.43% , 26 57 HLAA Ge it 7% X (4’=7.181, P<0.05)
TSR BYAS BT Al % A R 4.35% , W AR T3 IBZH 1Y 17.39% , 22 57 HA Ge it 5 L (°=4.039, P<0.05) .
5 VAR DB RIZE G IR ERNAY T AR R B ARSI IR EA W A R T AL, REAE ]
TG E IR HIE R AT TP, AS R 2>, H B THE HDL-C 7K P BEAIK HbAle /K F-.
[SEs@im ] BASERIME; GHTOAR]; BT Rehl; 2408 1BME & R

Efficacy of omeprazole, itopride and acarbose in the treatment of elderly chronic
gastritis with abnormal blood glucose and their effects on HDL-C and HbAlc levels

KONG Lingling*, ZHANG Zhongtang, REN Tingting

(Department of Pharmacy , Lujiang County People’s Hospital , Lujiang, Anhui, China, 231500)

[ABSTRACT] Objective To investigate the efficacy of omeprazole, etopride and acarbose in the treat-
ment of elderly chronic gastritis with abnormal blood glucose and their effects on the levels of high-density lipo-
protein (HDL-C) and glycosylated hemoglobin (HbAlc). Methods A total of 92 elderly patients with chronic
gastritis combined with abnormal blood glucose were selected from June 2019 to June 2022. All patients were
treated with doctor-led dietary intervention, and were divided into the observation group (omeprazole, itopride
combined with acarbose, n=46) and the control group (omeprazole combined with itopride, n=46). The clini-
cal efficacy, blood glucose index, the change of Helicobacter pylori (Hp) clearance, the incidence of adverse
reactions and the levels of HDL-C and HbAlc were compared between the two groups. Results The total effec-
tive rate in the observation group was 97.83% , which was significantly higher than that in the control group
(82.61% ) (x'=4.434, P<0.05). After treatment, the fasting blood glucose (FPG), 2h postprandial blood glu-
cose (hPG) and HbAlc levels in the observation group were significantly lower than those in the control group,

while HDL-C levels were significantly higher than those in the control group, with statistically significant differ-
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ences (1=5.324,2.807,3.677,2.241, P<0.05). The clearance rate of Hp in the observation group was 97.83%,
which was significantly higher than that in the control group (80.43% ) (x’= 7.181 P<0.05). The total incidence

of adverse reactions in the observation group was 4.35% , which was significantly lower than that in the control

group (17.39% ), with a statistically significant difference (*=4.039, P<0.05). Conclusion Omeprazole, Ito-

pride and Acarbose have obvious clinical efficacy in the treatment of elderly chronic gastritis with abnormal

blood glucose, which can significantly reduce the blood glucose level of patients and eliminate Helicobacter

pylori, with less adverse reactions, and can increase the HDL-C level and reduce the HbAlc level.

[KEY WORDS |

IMBE 55 DA P B 98 2 A N REAC R UL Yy
P VP 2 — , s R A v LR B8 3 1Y) 52 i 45
Ko WA B R . K Rl 2
Wl VEBORIR OB | AR KT T A IR R R IR
B 2 B T IR FT B (Helicobacter pylori , Hp ) /8%
P ILE , BB A AR B S A Rah , 2 B
R HETC A AR SRR B g
PEE R A IE MM 5 Beag 8 i 25 W ia I T 15 2 A 3L
P DA S A HE S BRI R R SRy e A A R kb A0 1
IR 53 WA ) — Tl JoT - A ), RE A TE LR 4 H AL
JIEE ] B 32 3 b, 2 245 W) IR 97 SR, TR R A
Y& 8 8 712, [ B BAT 2 1 IR ARk 1 it 00 i 550 0
Z L D2 A2 VR BEL W 7] i 4 FH 55 5T 2 04 54
G , BRI A A b e = JR A PRy T AR . ]
RUHEVE N — 2 o B Bl A0 10500 2 ol R | L
1) R 2450, ek 2 g 3 W AT 25 0 [ R 412
A E R 20 W o HE I, AR R EL 92 5] AR
P2 VE B R A IF 00 55 883 0 Im R 55k} 2k 47 i
9%, BETEIRVT B L hi e BRI S5 5 BT R BRHE
ST AR IR E R A I OS5 197 880 S ORT v
& £ 1 IH [# % (High density lipoprotein cholesterol ,
HDL - C) . # 4k Il £ & 1 (Hemoglobin AIC,
HbAILC) , K- HI 2

1 ARSI

1.1 — R

PEHL 20190 4 6 H = 2022 4F 6 H TR A &0
TR A R EE B2 1Y 92 1) AR08 M 484 I 1
WS B R 2 R B WA (T
BESER M TR 25 A BT R AT, n=46) F
X R AL (7 B IE Rk 25 & P FE b FIIRIT , n=46) o
PABRIE : OFF G182 HE RHCS W bR iE"
QFF A MM AR 5 52 Wb e 23 I IpE 32 482
25 W6 1B 6.1~7.0 mmol/L ., HEBRARE : D5 I 1k

Omeprazole; Itobili; Acarbose; Old age; Chronic gastritis ; Abnormal blood glucose

TR I S R A I R 5 IR R G
QXA 5T W e 25 Wit B @A IR R 2
o XA T 24 ], Lo 22 ] 5 AF i F- 4 (66.46 £
3.22) % ; BRI A1 (5.63+1.12) 4F . WEEH B
26 19, L 20 19 ; A5 V44 (65.35+3.45) & 5 K Ik ]
S (5.7741.09)4F . PHLH B 1) — B PORE L8,
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A A R 3 34 4 A7 AP HE 0 R B R SE Rk YR
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Fr e (77 <% N U 25 360 25 A BR S | 2 M
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W 2% 21 7 %o BEZH (%) FE el L, T A AT 8 A ok
THRIT o BRI R B 2 A R E 2y
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FrRBEACTEAGE , W T ) B oo b R s, A
BEHRERIT 8 .

1.3 AR K T7 R0 T i
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BFEIRYT G MR An AR, H B RAE RS 5
G AR BLE Btz B L B A I R R
Ry 355 FR IR YT JE B R AT e, ELAH G AR A
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(fasting plasma glucose , FBG) . = % i if 25 (1 JIH [i5]
fi£ (High density lipoprotein cholesterol , HDL-C) , I
P LA S T by i B AR, R4S )5 2 h il
HCH Bk I 5 mL, 3 000 t/min, 248 10 cm & 0> 10
min, W %E %8 J5 2 /N W) 1L 4 (2 hours postprandial
blood glucose, 2 hPG) , I & Ak 2% A& O e 35 15 o
Br 3% M B% 4k 1 20 2 [ (Hemoglobin Alc,
HbATc) KF- o 3250 & 44 oy 0 )1 01 v 5 ey A
RO IR
1.3.3 Hpi§kr®

BRI R JOE KN ) Hp FH PR N 58 42V
W, B E BT IS 1 Hp FH I <65% 8K 38 431 B , Hp
TR =1 (G ER+ 2 H BR ) LB x100%
1.3.4 AR AR

AN RO K A A= (g B+ Sk 2+ 0+ SRR +
JE0 + 5292 ) 1A BB 1x100% .
1.4 ik

K HI SPSS 22.0 et AF it A7 0 Hr , T+ BERE
PL(x+5) K7, PIALIR] O AR o K056, [W] 20 MR YT
I J5 L A8 SR H BE X FE A ¢ 4G 56 5 o B8 R LA
n(%)Fm, KA 2R . DL P<0.05 FR2E7EA

et
2 HR

2.1 W BE GRS R b3
WLEL 20 1 A Rk 97.83% W i i T X IR
41 82.61% , 7 B A G T4 5 L (P<0.05), UL

#1.
x1 FWHBEWRKTHEXEE [2(%) ]
Table 1 Comparison of clinical efficacy between two groups
of patients [1(%) ]

B n AL A3k Tosk AR
MEH 46 17(36.96) 28(60.87)  1(2.17)  45(97.83)
XL 46 13(2826)  25(54.35) 8(17.39)  38(82.61)

P 1H 4.434

P 0.035

2.2 WAL IR MG 2= F8 bex L

TBITHT, W41 FPG .2 hPG .HDL-C .HbAlc /K V-
P, 2R G 2EE X (P>0.05) . 1637 )R, P
) FPG .2 hPG ,HbAlc 7K~F-#{IK F i/ Y7 i, HDL-C
K- FIRYT AT, FLULE 4L FPG .2 hPG  HbAlc
IKEBET X R4, HDL-C /K & X IR, 2% %
HA G755 X (P<0.05), W2,

F2 WMARBRFBFTAIEMBEFERILL (x+s)

Table 2 Comparison of serological indicators between the two groups before and after treatment (x +s)

1) FPG (mmol/L) 2hPG (mmol/L) HbAlc(%) HDL-C (mmol/L)

= n VN >, — > VN > — >, VN >, —. > VN > —

’ WITH  WITE WRE WIPR AL WIRR T wIrR
WELH 46 6.81£1.26  4.20£1.22°  857+1.23  655£1.27°  9.26x145  7.01=1.30'  0.97+0.23  1.3d=0.37°
R4l 46 6.90£1.33  5.64+1.37° 854140  7.32+1.36°  9.33x143  8.03+1.36¢° 0962025  1.16+0.40°

tHE 0.333 5.324 0.109 2.807 0.233 3.677 0.200 2.241
P 0.740 <0.001 0.913 0.006 0.816 <0.001 0.842 0.028
0 - SR RY A L, P<0.05,
2.3 W4 HH Hp iR R LK XFREZH Y 17.39% , 22 5% HAT G it22 5 L (P<0.05) .
SREEZH ) Hp BLIE BR2R A 97.83% B . 5 T X HE DLz 4,
H11 80.43% , 2 A SR L (P<0.05) . W3, 3 i
JTE

®3 WABEHpBERELE [n(%)]
Table 3 Comparison of Hp clearance rate between two

groups [n(%) |

215 n eSS hRAY
PR =S4 | 46 45(97.83) 1(2.17)
X AR LH 46 37(80.43) 9(19.57)

,1E 7.181

P{E 0.007

2.4 WA RN EA R
SESL A B A AR 0 4.35% , B AR T

Fe FEE 1 AR A A 5 e Fa T B i o7, HLAE ST
JUFES R ETHR T iZm I 5 R, 75 5 % i
A A A AU T MRS T R B R
Tl PR , TGl R 14 52 Wi 2 P B AR B A B
TR R R R 8 2R e S LA R A S A= W AR
FE , HUR R EEA YRS LA S E DL A
2 A A BUE PR BT A R KT R 2 5
O MRS LA TEE RIS S EH MR
i BEIr U, SR BURE B2, B2 Al e T A 22
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Table 4 Comparison of adverse reaction rates between the two groups [1n(%) ]

21531 n e P ol IR fE 32 MEAR
U E] 46 0(0.00) 0(0.00) 1(2.17) 1(2.17) 0(0.00) 0(0.00) 2(4.35)
X HR 2 46 1(2.17) 1(2.17) 2(4.35) 1(2.17) 1(2.17) 2(4.35) 8(17.39)
7 1a 4.039
P 0.045

AR S . ORI & S8 2 D BE L, 3B
Bk k= B 3h 1 E AL, gk E R A
A I S I, R B A T 2 ey T

ARWFFEEE R TR, WAL Y B RCF Hp Mg
5 I 8 7o T R s WL AR A RSO A R
B A T R A 5 3R Y75, WL 4 (A 1B  Hb Al 7K
SEAR T BEZH , WLERZH A HDL-C 7K - 5 i T e
o R EERIE RIS BT R PRI
AR PE B R G IT IR 58 A BRI RTT 2L, g
5 76 b B AR B A9 LA L HbALe ZKF I Ho 42 5
HDL-C /K-, HE A& NE . BiilkR LG
St B R A I IR SR H R AR 25 A 5 3l )
PR HH  (HER 43 B B — 2R T RO K
fEo BTG BRI TIR YT, RRAS TE A B X
HiREARR B3 1) W L I 7K SF , LA BT A AT
%o Hrp BSE R T LU TR P AR R A 5 e i)
iR oy Wb it 22 DA R T B4 B R 43 W B0 , S —
JIE A 1 B P 2 I AR50 L 122 245 900 B v 1 S S R e
FAb B YIRS 1 IR Y 2 TR 21 T A R 1Y
BOR . HAMZZA R B BEAI N H+-K+-ATP i &
JEFA, B IR IE RIS | E AR P 9 H+ 1)
AR BT RIVE B R I 1 sl ) 25 5, Bg
AR Ml BT 22 B D2 3244, & —Fh A Bt 24554
IR RN E S 125 BT OBV E Ry —Fh
o AGHE T B IR, 5 SEREEAA AL 25, O B
AT LA/ NG AR DY 5 o B 20 W5 1T R SR 25 L A
T AR AT ATLAZR 73 e 30 20 0 118 S0 38, 745 4 A R A
F14) S D0, AT B AR ) o IO W S G 1 HR
[ 5], Bl < I8 W BE 400 o S8 3 T Ak T RSO 2R ) Ty
RE , (7] e B2 o e v IH A 22 R-1 DA S IR i 3%
) T TR 7K M, o 2% 38 B R IR A8 S5 1w B o i AR
™, S G20 B 30 125 DL AR 2 Ja v] LA
HEE WAER 43U, 1 S R S 1 5 I ELURR AR
RAEPTITEEE , 3 FHCA FH 24 P LG (3 1O S5+
B IIRG, I UGEE BE TIG R

2 U <2 AL N AR R VAV L S T S8
RIT B E R A I s 55 B B I R

IT 30, BE NS B I B AP A 3 1) LA 7K S I v B i 1]
BEFFR, AS B v 2D, HREWS T =5 HDL-C 7K ~F-Jf- %
{I% HbAlc 7K

SE
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Xpert MTB/RIF Ultra 181t 4G I 85 4% 53 B AT i R
iR 2 T8 RIB YA

EhA HEW O KHHA KM

[(# ZE] BM 97 Xpert MTB/RIF Ultra 78 R A I 25 422 43 A5 FF B AR A S Tt 24 v i 1 1
fH. FiE W 2019 4F 12 F % 2020 4F 5 7 g2 T4 N Bl REB= B 1) 447 ) S8 AU 45 A% 58 38 bR AR
A3 BIHEAT MGIT960 Wi 1435 5% & 2454 . Xpert MTB/RIF ( Xpert) Fl Xpert Ultra #0546 1 MTB 1 14 bk Al
PRUHEAT rpoB KE[H Sanger M o LAIGIRIZWIZE 50 2 ], LL# MGITO60 ¥ 14 4% 3% . Xpert . Xpert Ultra &
T MTB 1) BRI S 5 5 43 500 LA TR M 28 SR ) 235 51 g 4 bRt , 34/ Xpert Ultra 46: 301 MTB 1) 4 - it
PERISRE. SR LURIRARIZ WZ M, Xpert Ultra SUSE & T WA 55 35 A1 Xpert, 22 54 G278 X
(’=28.97 .164.86, P 4<0.05) , ¥ 5 & 5 KBS 7 1 Xpert [LEE 25 57 G245 L (P ¥49>0.05) o 43 B LA
TR - Y R 25 TR T 25 SRR rpoB K DRV I 45 51 S 4 i , Xpert Ultra (4 U 2 88.89% F1 93.75% ., [F]
i 28I A3 AT, 35 0 AR ST 25 REAS o, rpoB 1 531 v 5 78 5 0w W, 5 48.57% . #5iE  Xpert Ultra
FIE PR AG I 28 38 R A MITB. S LA AR~ i 25 4, o B 235 B e W2 97 A B A A I R IOE FE AR (L, 3 A TR 45 0
I EE)

[3£481A] Xpert MTB/RIF Ultra; 5% B0FF 1 ; FIAEF; i 24

Application of Xpert MTB/RIF Ultra in rapid detection of Mycobacterium tuberculosis
and rifampicin resistance

WANG Yao, LIN Zhenli, CHEN Xinchao, HUANG Mingxiang*

(Department of Laboratory Medicine, Fuzhou Pulmonary Hospital & Fujian Medical University Clinical
Teaching Hospital, Fuzhou, Fujian, China, 350008)

[ABSTRACT] Objective To investigate the application value of Xpert MTB/RIF Ultra for rapid
detection of Mycobacterium tuberculosis (TB) and its rifampicin resistance. Methods From December 2019 to
May 2020, sputum specimens from 447 suspected TB patients attending Fuzhou Pulmonary Hospital were
collected and tested for MGIT960 liquid culture and drug sensitivity. MGIT960 liquid culture and drug
susceptibility, Xpert MTB/RIF (Xpert) and Xpert Ultra detection were carried out, and the strains and sputum
with MTB detected were subjected to rpoB gene Sanger sequencing. The sensitivity and specificity of MGIT960
liquid culture, Xpert, and Xpert Ultra in detecting MTB were compared based on clinical diagnosis results; the
effectiveness of Ultra in detecting rifampicin resistance in MTB was evaluated using liquid drug sensitivity and
sequencing results as gold standards, respectively. Results Taking the clinical diagnosis result as a reference,
the sensitivity of Xpert Ultra was higher than that of liquid culture and Xpert, and the difference was statistically
significant (°=28.97, 164.86, P<0.05) , but there was no significant difference in specificity between liquid
culture and Xpert (P>0.05). The sensitivity of Xpert Ultra was 88.89% and 93.75% using rifampicin liquid
phenotyping results and rpoB gene sequencing results as the gold standards, respectively. Furthermore,

mutations at locus 531 in rpoB were the most common in 35 rifampicin - resistant samples by sequencing

AEM A AR T AR FER AL R A (2019GZON-89)
M A5 AR EA K R B R4 M BE AL B A 3 At 48 58, 48 01 350008
*BAEAEF A, E-mail : hmg119@163.com

%
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analysis, accounting for 48.57% . Conclusions

Xpert Ultra can provide rapid detection of MTB and its

rifampicin resistance in sputum, and has good clinical value for early diagnosis and treatment of pulmonary

tuberculosis and is suitable for promotion in laboratories at all levels.

[KEY WORDS | Xpert MTB/RIF Ultra; Mycobacterium tuberculosis ; Rifampicin; Drug resistance

25 ¥ 99 (tuberculosis, TB) J& HH 45 #% 43 BFF TR
(mycobacterium tuberculosis, MTB ) /& 4% 5| iz i —
P P A% g, B ETIA8 2 R B0 — L QL se T
P FEEERZ— ", FRIEE TB & A E K, 2y
25 ¥ % (Drug Resistant Tuberculosis, DR-TB) ¢ %
R ST ™R . ¥R e R G € fai 8 2 17, (H
R AIG, T2 R MGIT 960 WM 1 57 1 (A
FE %) J& MTB 95 Ji 2 K I %) & Am o | SR T 3R A5 3%
FERNLG LS RIS R, To i 2 I R PR 2 W
TB JF15 3 ] S 25 A R 175K

AR, 4y FHE Y2 R 4 R 2458, Xpert B H:
AR Xpert Ultra 27 7] PR A MTB Az H A 45
S 250 . B E AMIF 5T 3K B Xpert Ultra £
MTB 7 8 0w , il 48 m iR B 45 4% iz W . 78
TB i it FE X, Xpert Ultra £ 1 MTB A9 45 574
5 Xpert #1245, 53k 95% . HETE N M ARG
Xpert Ultra Ji FH T K HEAR Jili 45 4% 9% #F A 12 1
9% o AL 3 X} Xpert Ultra . Xpert 5 V% {4 35 72 76
P bR A R I MTB 9 25 3 3847 He ¢, IF 0 bt
Xpert Ultra & AK 245 80F1 Sanger I 5 46 0 1) i~ ifif
1) —FE , W) AR Xpert Ultra 1211 PRE5 #9512
SR A E . BHRGE G .

1 AR

1.1 54

PEHL 2019 4E 12 A % 2020 4E 5 7 & M iRl =
B BE DU 4542 [ 3 447 B BIFFENT G2, BT B W 5ExF
G I8 O 2 2 VI ) 2 A5 A ) i B 5 o 42 B 22 1
ST 2018-008 (BHIF)-01) o I ABRHE: A
il 235 4% ] BEREAR ARAE LT 6 4~ H AR F S i ss
B2 o i RIZ Wibs o : 2% (WS288-2017 Jiifi 45 #%
W), XF Xpert Ultra 255 5 Ik RIZWE AR 19 &
H O HGE T 6 A A BT, DA R &G RI2 K .
Il PR f5e 2 W12 0 1% o) P il 245 4% 234 f51] , HL v B3
185 il L1 49 ], - F 45 1% (49.82+16.49) ; JE 4%
¥ 77 B FT B (non-tuberculosis mycobacteria, NTM )
it 8 J% G 12 4] 5 H: Ath il 8 < % 201 i) 172
Xpert Ultra #; H MTB 9 H & K4 A BT 945 %38

SPIBOL, 23 WG B 117 ), 3G B 550,
1.2 FEAE R

BACTEC MGIT960 ¥ & 1% 7 R 48 I it £ #5
F& 2P0 35 [ BD /4 A 5 GeneXpert Dx £
M 2 45 X it & Xpert . Xpert Ultra 46 32 577 & 14
3 [E Cepheid /A Al 5 HLFR YL (W 1A F 2RV DR AE W)
FARA BRA T 5 258 53 BOFF Bt Ji MPTo4 A5 I ik
| & H Standard Diagnostic 2 7] o
1.3 gk
1.3.1 R RPTR Y 5k

B BUEAS RFEAS < R — 0 T 9% | I IR
SRR AR A T —RFE 3~5 mL.

PR IR YL A0 B A - e HR b [0 5 A% 3 B 3 R
R - RUR A B A bn o AL AR A S5 i R T ) rh
PP HERAERR P A TR 45 2R o IR T DUk
FEUR & R A7 052, 45 51 2 S BAME (=) FTBH M (14~
4 ) RBFSE LA 1+ K DL B A B
1.3.2  MGIT960 W A1 5%

K% 43 I BACTEC MGIT 960 % 45 45 4E 136 1
FIATRFE . H 4% N- 2 BE-L-2 it % fR -NaOH
AT AL 3R b B S AR AR 32 B0 T 5 3 SR AN i ) K
4550 () MGIT WA 5 7245 AT IR 52 . XA
FI B4 B S X 35 35 A 7 R 5
1.3.3 Hfh%E

SR G S R & R v R A Y S 5
AR 3E A A DU BH P B R 0 MTB R 5 bt i
MPT64 % 58 B
1.3.4  MGIT960 i 1A 24 i 5

Xif B A %8 E S MITB (1) B 4 R T EL A9 32 %o 1
P —Z 25 R 2R R SRR E . SR T AT
Y EURP RS, A AR AW 1.0 pg/mL,
A L Bl 2
1.3.5 Xpert Fll Xpert Ultra il

R AR 5 i B 45 1 DA A 5, RO W & T 0
PRAR A, 12 IAREAS A B, e AR 35, 1 IR
10~20 YK, Z 5 F i 8 15 min, 76 & 5~10 min B}
PR H1 R R 10~20 WK, B L4 Ak . B2 mL
WAL RIS &, K s N e T A T A
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Pe, A AR IT I A 3h K I, Xpert 6 #E 1 2 h
Xpert Ultra £ I #E B} 80 min , ¥ I #2 5 iz 17 45

F1 =N EBEERER (2(%) ]

Table 1 Comparison of positive rate of three methods [1n(%) ]

F 4Rl A 3l 1 MTB A i 45 2 5 0 i P i 24 ik " il A
4t Xpert Ultra 447 177(39.6) 270(60.4)
= Xpert M7 164(36.7) 283(63.3)
1.3.6  rpoB F:H 7 HI A Witk 7 447 108(24.2) 339(75.8)
A5 55 WP MTB I B 2% Xpert  Xpert ‘ ot

Ultra #6230 BH 14 1EL 35 37 B 4 09 SR W 2R 4T rpoB &
Sanger YU J¥> , fH 7 M 4 3 B 2 A6 56 v o0 A BR 7
e
1.4 SEibeeab

fdi il SPSS 26.0 ¢ i+ 51 AF2E 47 £ 4is Ak 31 K% ¢
TEO BT HEOR B A n (%) 2R AT K%, PA P<
0.05 K25 A it i Lo

2 #ZR

21 IRAPIIRGL LR

44T ) BEAL I 45 4% 28 2 v, BEPE 79 48], A2 Ml
SR% R 1A B, XTS5 0B A2 B NTM i
R G
2.2 PRGN Ty i i BH MR LA

XF 447 151 5B AL 45 A% BB 35 R R AS 43 0l AT W
R 55 3% . Xpert Ultra Fil Xpert £ 0 , = FF 46 1] 77
PR AL, 22 A ST B L (P<0.05) .
W1,
2.3 =R AR MTB M35 iR hE

TE 447 B GE QUG S5 8% /3 h, LR A 12 25
W2 R, F Xpert Ultra . Xpert £ 14 55 57 46 )

MTB, = J7 ¥ BUSEE 73 0 4 73.50% . 68.80% Fil
46.15% , 5 5 FE 43 9 R 97.2% , 98.59% i1 100% .,
k2,
2.4 Xpert Ultra [# it 73 9 5 Xpert A& 3 5= 1R
RE i

Xpert 1€ “ fl iz " ARG 3 AN GO K R
K 72.09% (31/43) , 761K H 7R =AU
(A6 3R 99.22% (128/129) , 22 3 4 G5 1124 75 &
(P<0.05) 5 7F “ ol " AW AR B R A opr | (A 8%
FF B HRAL R 27.90% (12/43 ) 5 17 76 “ M1 K LA
=R R A B F G 66.67% (86/
129), 225 A 4Lt 22 78 L (P<0.05) . W3R 3.
2.5  Xpert Ultra £ il 7 A5 ~F- i 24 14 1) 235 R

25 AR K 77 PHAE B9 108 B FEAS | Xpert Ultra
KKt MTB 19 10 1 8% HE BR , 3 1 “RIF Resis-
tance AN B 5 1]t 4 HEBR | 3L 03 Bl FE AR g0 A Bt
oMo AW 25 8 A i, Xpert Ultra £ 3 7]
A5 - i 25 Y B EE O 88.89% , PH Mk TN (E R
100% , 25 B 5 Wk 25 8 & B — 3 (kappa=
0.928)., W34,

x2 PUGKISE AREZMEN T ENERILER

Table 2 Comparison of three detection methods based on the clinical diagnosis

K Jy THURE (%) (95% CI) 5 (%) (95% CI) FH 4 A (% ) (95% CI) B T (% ) (95% CT)

Xpert Ultra 73.50(67.5~78.75) 97.65(94.62~98.99) 97.18(93.56~98.79) 77.04(71.66~81.65)
Xpert 63.80(62.6~74.4) 98.59(95.94~99.52) 08.17(94.76~99.38) 74.20(68.81~78.95)

H NS 46.15(39.88~52.55) 100(98.23~100) 100(96.57~100) 62.83(57.57~67.81)

%3 Xpert Ultra & R B E R EARE BT Xpert RFEFEMR R EZNERIHBER (n(%) ]
Table 3 The distribution of Xpert Ultra samples with different levels of bacteria detected by Xpert, liquid culture and smear
method [n(%) ]

Xpert HiTUSEESIN e ARES )
Xpert Ulra 705 n T O it Bt e g A Pl
KA H 62 2(3.25) 60(96.77) 10(16.13) 52(83.87) 0(0) 62(100) 14.966  <0.05
T 16 12(75.00) 4(25.00) 6(37.50) 10(62.50) 2(12.50) 14(87.5) 13.029  <0.05
AR 27 19(70.37) 8(29.63) 6(22.22) 21(77.78) 2(7.41) 25(92.59)  26.333  <0.05
ik 54 53(98.15) 1(1.85) 28(51.85) 26(48.15) 13(24.07) 41(75.93) 62.093  <0.05
i 29 29(100) 0(0) 22(75.86) 7(24.14) 16(55.17) 13(44.83) 16.491 <0.05
= 46 46(100) 0(0) 36(78.26) 10(21.74) 41(89.13) 5(10.87) 11.220  <0.05
JsSan 234 161(68.80) 73(31.70)  108(46.15)  126(53.85) 74(31.62) 160(68.38)  65.755  <0.05




- 874 - TSR AR

202345 H15%F H5H)

J Mol Diagn Ther, May 2023, Vol. 15 No. 5

Fz 4  Xpert Ultra # U FI 8 A MHEMER (n(%) ]
Table 4 The results of Xpert Ultra in detecting rifampicin resistance [n(% )

el Al A sl o e A L T
i 245 46 H 16(88.89) 0(0) 16
Xpert Ultra ifif 245 A A 14 2(11.11)  75(100.00) 77 88.89 100.00 100.00 97.40 0.928
/N 18 75 93

2.6 Xpert Ultra Ffi-F- rpoB J PR G 25 5

159 1] Xpert Ultra 1 Xpert [F] B £ H MTB [1)
FEA H, HERR 17 4] Xpert Ultra 1 Xpert A6 2% 5 4
“RIF Resistance AN EHAf 7 (AEAS (3224 MTB F il
25 3 AR A PSSt 142 1k

[TRATU A = N

P B

=5

RPANG 1T LA rpoB 3K Sanger I 77 45 2R 0 4=
bR, Xpert Ultra £ t1 R 48 SF- T 25 30 441, {2 2 151
KA, UK FE Ry 93.75% , H 5 F I F | Xpert
[y 25 J B AT 15 B — BOVE | kappa (8 3 35 F)
0.959, W& 5,

=MOFEN A ERMNFEFE poB BEEMERIEE [n(%) ]

Table 5 Comparison of the results of three molecular assays for the detection of the rifampicin rpoB gene [1n(%) |

FIART- i 25 45 e rpoB 25 [ Xpert Sanger il ¥
AR 2R W25 W25 RN MGt Kappafl  RIFTiZG RIF f{/g Bit Kappa i
i 2446t 30(93.75) 0(0) 30 30(93.75) 0(0) 30
Xpert Ultra ifif 245 A A i 2(6.25) 110(100.00) 112 0.959 2(6.25) 110(100.00) 112 0.959
/N 32 110 142 32 110 142
) I A e [R] Z8 A5 41 N
2.7 Sanger M A rpoB H R 58 A5 FEAE 3 itip

XoF VAR 25 B0 E 2R Sy R AR F i 2 0 TR RR R
Xpert Ultra 5¢ Xpert i H A1 458 ~F- it 245 19 98 W 3t 35
B FE AR IEFT rpoB F: 1K 7 51 Sanger M ¥ . rpoB
R ARG B0 2 3 BIREAR KA T 240 5 (=3 4> ) Bl Sk
RAZ VYRGB A 2 A IR EHE L BWIE
BEFEAR LA rpoB PN 5 Bl IE 58 A8 5 BT
B L 2840 B R UL, 3 20§ Hoh A g 10 44,
RIREBE 194, WEe.

FR6 35HRFITEREFFIA MTB Bk poB BEERT LS
SHER [(n(%) ]
Table 6 Distribution of mutation sites of rpoB gene in 35

MTB strains with gene sequences [ 1(%) ]

G AR (51 % 2F R %
0 Gerefi TR g TR
WA E BiREE (%)
DA
%ﬁiﬁr 0(0)  3(100.00) 3 857
.
i rpoB520 & rpoB531  0(50.00) 1(50.00) 1 286
%M, rpoB526 & rpoB531 1(100.00)  0(0) 1 286
e
rpoB526 & rpoB529  0(0)  1(100.00) 1  2.86
rpoB508 1(100.00)  0(0) 1 286
g rpoB513 0(0)  1(100.00) 1  2.86
;%%rr rpoB516 1(25.00) 3(75.00) 4 11.43
A
rpoB526 3(50.00) 3(50.00) 6 17.14
rpoB531 5(29.41) 12(70.59) 17 48.57
AL
Bt 10 25 35

i 22 24 45 #% J5 (Multidrug Resistant Tuberculo-
sis, MDR-TB ) J& 3% [F 5 2 Ay 22 4k T A= [l 2 — , &
RAZIR A B R 2. MTB 4314
YR AR EAE A I EAZIZ W IR e Z —" . Xpert
JEREE TREA T A AXIREEI PCR 1 T — A fy 5
B2 RS0, B EEE , 7] 2 h N [RES 58 i MTB
KR4Sk 250 R DU, % WHO 42 H Ti% 30
4 TB/DR-TB B2 ;i "', Xpert Ultra &%k T Xpert
) AR &, HERAE P TR AR 7E 4% = MTB
o H AR B [v] B 4 e A D ], {SCRE RS 80 miin

EN TN TN (7 S21 . TERE Sy Ry a1
Xpert Ultra £ H MTB 88 5 Xpert $2 5 2 5% ,
X 5 Xpert Ultra £l Xpert M %F 52 56 4R 8 — 20
TE K MTB %% 5% J& J5 1 , Xpert Ultra 5 Xpert &
220, 5 Andama 55" U BFSE IS — 3K .

Xpert Ultra F] FH 4= 35f 1] 8 =0 £ & 520 96 6
PCR 6 I 1] 48 ~F- it 25 4H 5C rpoB & BRI (1) “ %007 X,
B (RRDR) 1 P A~ % &b (9 8 5 [N (1S1081 F1
1S6110) . Xpert Ultra ¥ ¥ - £ 1) DNA £ I 4 5=
P — A, BCH AT A R AR B B R "MTB , £
T FRAK 2 15.6 CFU/mL"™' . Xpert Ultra () %5 54
RRAR S At OB 35 3R R ik B R AL
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351K 27.90% F1 9.30% , Ui TH 75 B4 % A B Xpert tr, 2022,10(3) :e0234521.

Ultra £ 2 835 5% 5 Uk Rk f i R , Wos HAE
G V4% I Ml &5 A A A 1) A B |, ] 4 Dorman %‘F[”
BB 75 Hh 75 B AL ZS 18 . A0 45 S R Bl
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Investigation of HPV infection in women in some areas of Kunming

TANG Haixian', HONG Ying', ZHOU Li*, MAN Baohua'*

(1. Department of Clinical Laboratory, the Third People’s Hospital of Yunnan Province, Kunming, Yunnan,
China, 650011; 2. Department of Pharmacy, the Third People’s Hospital of Yunnan Province, Kunming,
Yunnan, China, 650011)

[ABSTRACT] Objective To investigate the human papillomavirus (HPV) infection, different ages and
multiple HPV infections among women in a tertiary hospital in Kunming, in order to provide scientific basis for the
prevention and treatment of cervical cancer. Methods 22485 women were screened for 21 HPV genotypes using
gene amplification and reverse hybridization. The overall prevalence, HPV genotype, infection at different ages
and infection rate in each year were analyzed. Results The overall HPV infection rate was 15.79%. The infection
rate of HR-HPV was 14.24%, accounting for 90.03% of positive cases. The infection rate of LR-HPV was 2.81%,
accounting for 17.80% of positive cases. Among these positive cases, 75.98% were single infection and 24.02%
were multiple infections. The most common HR-HPV genotypes were HPV-52 (22.52% ), followed by HPV-16
(15.91%), HPV-58 (13.89%), HPV-39 (11.05%), and HPV-53 (10.18%). The most common LR-HPV type was
HPV-CP8304 (9.19%). In different age groups, the highest infection rate was < 20 years old. The infection rates
from 2015 to 2020 were 20.09% , 21.01%, 17.42%, 17.22% , 14.91% and 15.02% , respectively. Conclusion
The female HPV infection rate in some areas of Kunming is gradually decreasing, but the infection rate is still high,
and the main prevalent subtypes are different from other areas. It is necessary to develop suitable HPV vaccines for
different regions to further reduce the incidence and mortality of cervical cancer.

[KEY WORDS ] Human papillomavirus; Genotype; Cervical cancer
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Table 1 Detection of HPV genotypes in women in some

areas of Kunming

Y HPV  BHPERRAREC 5 BHYERRA L) YL R
Ay LAY (n) (n=3551,%) (n=22485,%)
Efef 52 801 22.56 3.56
16 564 15.88 251
58 493 13.88 2.19
39 393 11.07 1.75
53 360 10.14 1.60
51 326 9.18 1.45
18 228 6.42 1.01
68 190 5.35 0.85
33 164 4.62 0.73
66 119 3.35 0.53
56 107 3.01 0.48
31 99 2.79 0.44
59 83 2.34 0.37
35 45 1.27 0.20
45 47 1.32 0.21
{KfE% CP8304 326 9.18 1.44
6 127 3.58 0.56
11 111 3.13 0.49
44 60 1.69 0.26
42 28 0.79 0.12
43 11 0.31 0.05
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Figure 1 Detection of single and multiple HPV infection in f

women in some areas of Kunming
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Figure 3 HPV infection rate of women in some areas of
Kunming from 2015 to 2020
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Effects of electrocardiogram repolarization parameters combined with hs-CRP, MYO and
¢TnT detection on the early diagnosis of elderly patients with acute myocardial infarction

DING Peifang, ZHANG Yujie, WAN Biao*
(Department of ECG Function, Wuhu Fifth People’s Hospital, Wuhu, Anhui, China, 241000)

[ABSTRACT] Objective To explore the early diagnosis effects of electrocardiogram repolarization
parameters combined with hypersensitive C-reactive protein (hs-CRP), myoglobin (MYO), cardiac troponin T
(cTnT) detection in elderly patients with acute myocardial infarction (AMI). Methods 82 elderly patients
with acute myocardial infarction admitted to Wuhu Fifth People’s Hospital from March 2019 to May 2022 were
selected as the research subjects of the AMI group, and another 75 patients admitted for chest tightness and
chest pain who were excluded from AMI by coronary angiography were selected as the research subjects of the
non - AMI group, the ECG repolarization parameters, hs - CRP, MYO, and c¢TnT detection results were
compared between the two groups of patients and the AMI patients with different cardiac function grades, and
their diagnostic efficacy was analyzed. Results The QTc interval, QT interval and T wave time of the chest
leads and limb leads in the AMI group were significantly longer than those in the non- AMI group, and the
difference was statistically significant (P<0.05). The levels of hs-CRP, MYO and cTnT in the AMI group were
significantly higher than those in the non-AMI group, and the difference was statistically significant (P<0.05).
The QTc interval, QT interval, and T wave time and hs-CRP, MYO, c¢TnT levels of chest leads and limb leads
of AMI patients with different cardiac function grades: grade II <grade Il <grade IV, and the difference was
statistically significant (P<0.05). The sensitivity and accuracy of combined detection of ECG repolarization

parameters + hs - CRP + MYO + cTnT were significantly higher than the diagnostic efficiency of individual
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detection of each indicator (P<0.05). Conclusion ECG repolarization parameters combined with hs-CRP,

MYO, and c¢TnT detection have a high value in early diagnosis of elderly AMI patients, and are worthy of

popularization and application.
[KEY WORDS ]
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®1 PMABREFELEBESERSHBERILE (v£s)
Table 1 Comparison of ECG repolarization parameters between the two groups (x+s)
a5 ESRIS T A 5k
ZH1 . . ; > > > N Y
QT [ 4] QT [ 4] T i (8] QTec [ 5] QT [} 4] T P 8]
AMI 2 82 421.54+27.61 403.88+30.57 187.56+24.34 413.60+25.44 391.84+28.51 173.52+13.60
3k AMI 41 75 402.91+24.32 376.82+25.49 171.63+19.85 394.52+23.75 361.79+25.63 162.37+11.82
t1H 4.469 5.993 4.469 4.248 6.068 4.786
PAE <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

Fx2 WHAEE hs-CRP.MYO.cTnT KFLbE (x£5)
Table 2 Comparison of hs-CRP, MYO and cTnT levels

between the two groups (¥ +s)

x5 AMIEHELOBEERZSH . hs-CRP.MYO.cTnT
L HRRE
Table 5 Diagnostic efficacy of ECG repolarization

2H 5] n  hs-CRP(mg/L) MYO(ug/L) cTnT(pg/L) parameters, hs CRP, MYO, c¢TnT in patients with MI
AMIZ4 82 15.42+3.71 162.73£30.08  3.94+0.37 s S R e

FEAMIH 75 3.54+0.18 57.82+12.79  1.58+0.09 (%) (%) (%)
XN 24.139 24.430 46.916 TR E=R & 2 ol 79.41 74.32 79.66
P1E <0.001 <0.001 <0.001 hs-CRP #5:l 84.23 78.66 81.57
e MYO £ 82.95 77.54 84.63
2.4 AFELIIREST 94K AMI 4 hs-CRP . MYO . TnT 4 79.64 85.51 80.92
¢TnT KLU EL Lol S B 91.43 91.61 93.59

AIE DI RESY 2% %) AMI HR 3% hs-CRP .MYO .
cTnT K. M Z<MHE<NE, ZREBREIT»E X
(P<0.05), W4,

R4 ARLINEES KA AMI BE hs-CRP.MYO.cTnT
IKFEFEREEE (x+s)
Table 4 Comparison of hs-CRP, MYO and cTnT levels in

AMI patients with different cardiac function grades (x+s)

] n hs-CRP(mg/L) MYO(ug/L)  cTnT(ug/L)
g% 25 11.5622.11 148.45+19.62 3.78+0.32
mz 29 14.59£3.41°  163.61£27.58" 3.98+0.78"
Vg 28 10.73+4.19°  174.57+33.04"  4.04x1.54"
F{H 10.68 7.03 48.86
P{H 0.005 0.030 <0.001

5 04 Hie, P<0.05; 5 M 2% i, °P<0.05.,

2.5 AMI B #H 0 M EEZ %S5 hs-CRP . MYO
cTnT 2 Wik e

L L B M 250 +hs-CRP+MY O+cTnT B4 46
DA RO R B 45 B S v T A SRR I Y 12
Wi fie (P<0.05), W35,
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3 it
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Table 3 Comparison of ECG repolarization parameters in AMI patients with different cardiac function grades (x +s)
. Ha ¢ I
e n - o > - N - > -

QTe [A] ] QT [1]3H T P [a] QTe [l QT [A] ] T PR [a]

I %% 25 411.89+£20.41 395.92+20.06 173.07+10.46 395.18+15.73 382.14+20.31 162.40+10.17
I %% 29 418.19+25.63" 404.27+26.77" 189.52+15.83" 415.74+24.76" 390.47+25.84" 174.50£15.99*
V& 28 433.63+35.92" 410.58+33.98" 198.47+24.79" 427.83+28.99" 401.92+34.76" 182.43£19.80"
FAH 8.17 6.62 17.58 8.69 7.18 10.11
P 0.017 0.037 <0.001 0.013 0.028 0.006

5 9L, P<0.05; 5 I LEL,"P<0.05.
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The value of CysC, SAA and IgM in the prediction of coronary artery injury in children
with Kawasaki disease

JIN Minxin', SUN Shengtao®, PAN Xiao™*

(1. Clinical Medical College , Weifang Medical College, Weifang, Shandong, China, 261000; 2. Department
of Pediatrics, the Second Ward, Linyi People’s Hospital, Linyi, Shandong, China, 276000)

[ABSTRACT] Objective To analyze the effects of CysC, SAA and IgM in the prediction of coronary
artery injury (CAL) in children with Kawasaki disease (KD). Methods 120 children with KD admitted to our
hospital from January 2021 to September 2022 were selected as the research objects. According to the ultrasound
results, they were divided into the observation group (CAL occurs, n=60) and the control group (No CAL
occurred, n=60). The levels of CysC, SAA and IgM were compared between the two groups. The data of the
patients were collected, and the factors affecting the occurrence of CAL in children with KD were analyzed by
Logistic multivariate analysis, and the receiver operating characteristic (ROC) curve was drawn to analyze the
predictive value of CysC, SAA and IgM levels on the occurrence of CAL in children with KD. Results The
levels of CysC, SAA and IgM in the observation group were higher than those in the control group (P<0.05).
Logistic multivariate analysis showed that age <3 years old, fever time >6 days before treatment, atypical KD
and serum CysC, SAA, IgM, WBC were the risk factors affecting the occurrence of CAL in children with KD
(P<0.05). The ROC results show that the AUC value predicted by the combination of the three (CysC+SAA+
IgM) is 0.823 (95% CI: 0.744~0.901) , which is higher than that of predicted by each indicator alone.
Conclusion The levels of CysC, SAA and IgM were abnormally high in children with KD complicated with
CAL, and CysC, SAA and IgM were related risk factors for inducing CAL in children with KD. The combined

detection of the above three indicators can improve the prediction effect on CAL.
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[KEY WORDS ] Kawasaki disease; Coronary artery injury; Cystatin; serum amyloid A ; Immunoglobu-
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R1 FHCysC.SAA K IgM K F LR (x+s)
Table 1 Comparison of CysC, SAA and IgM levels

between the two groups (x+s)

2151 n CysC(mg/L) SAA(mg/L) IgM(g/L)
L2 60 1.65+0.25 36.25+5.25  2.89+0.89
X R 2 60 0.45+0.06 27.14+3.47 1.29+0.21

{8 36.154 11.213 13.553

P <0.001 <0.001 <0.001

] | 275 o #R KD K2 WBC /K3 g 5% 0 KD gL
KM CAL LR &R g4l o B2 Wi 4[] 3R 4g
b A 22 58 Go it 247 L (P<0.05) , AL FEPER |
154 4 . PLT .BUN .Hb . ALB .PA ,CREA /K
P b2 R G E X (P>0.05) . W3R 2,

F2 MMKD BILRE CALKBEESN (n(%), (x=s) ]
Table 2  Single factor analysis on the incidence of CAL in
children with KD [n(%), (x+s) ]

pUk =< il POpLEE

K (n=60) (neo0) 7ML P
5] B 33(55.00) 31(51.67) 0134 0714
& 27(45.00) 29(48.33)

(L) 2.16+0.11 3.25£0.48  17.145 <0.001
RITHT ZIAEHE (d)  6.12+0.78 547+0.42  5.683 <0.001
A KD E 23(38.33) 41(68.33) 10.848 <0.001
& 37(61.67) 19(31.67)

IR £ 18(30.00) 15(25.00) 0376 0.540
J 42(70.00) 45(75.00)

PLT(x10/L) 368.67+21.15 363.14+20.14 1.467 0.145
BUN (mmol/L) 3.07+0.32 2.98+0.22 1.795 0.075
Hb(g/L) 103.51£16.67 104.16£17.05 0.211 0.833
ALB (g/L) 32.02+4.44 33452502 1.653 0.101
PA (mg/L) 225.45+39.69 223.13+37.88 0.328 0.744
CREA (pmol/L) 46.06+5.11  4541+4.62 0.731 0.466
WBC(x10/L) 21.2242.72  16.52+2.53  9.800 <0.001

2.3 R0 KD LA CAL I Z I ZR 400
ST LR s WK 3, KR
Gt B S R R A A KA Logistic 0] A 4R 71 43
Br, 53R WoR  AE IR <3 & JRIT T K I >6 d  dE
HHY KD K 17 CysC.SAA .IgM .WBC J3% i) KD
LKA CAL BRI 2 (P<0.05) . W3 4.

®3 TEEZREREBTE

Table 3 Names and assigned values of variable factors

SES KRB X T AEL
X, AR 0==3%;1=<3%
Xo  IRYTH R B i) 0=<6d;1=>6d
X, LB KD 0=75; 1=t
X, WBC 0=<18.96X10"/L; 1=> 18.96x10°/L
Xs CysC 0=<1.03 mg/L;1=>1.03 mg/L
X SAA 0==<32.47 mg/L;1=<32.47 mg/L
X: IgM 0=<1.86 g/L;1=<1.86 g/L

®4 HMKD BILEZECALHSREARSH
Table 4 Multivariate analysis of factors affecting the

occurrence of CAL in children with KD

K BIHRE brifiR Wadf{fi  OR(95% CIH P{H
X, 0436 0.157 8864  1.547(1.137~2.104) <0.001
X,  0.5%4 0269  10.652 1.793(1.058~3.038) <0.001
X,  0.674 0205  9.685 1.962(1.313~2.932) <0.001
X, 0512 0217 9.647 1.669(1.091~2.553) 0.012
X; 0323 0.114 8169 1.381(1.105~1.727) <0.001
X, 0413 0.117 11566  1.511(1.202~1.901) <0.001
X; 0558 0214 9565 1.747(1.149~2.658) <0.001

2.4 CysC.SAA [ IgM /KF-%F KD & JL &4 CAL
ORURIEANIED

ROC %5 R 7K, CysC . SAA I IgM 7K ~F- i il
KD H# JL % CAL 8 AUC 43 %1 K 0.797 (95%CI ;
0.714~0.880) . 0.808 (95% CI: 0.724~0.892) . 0.807
(95% CI: 0.723~0.891) , = # Bt & (CysC+SAA +
IgM) Fit il AUC A 0.823 (95%CI ; 0.744~0.901 ) , {5
T ARbR M, WS E 1,

F5 CysC.SAA K IgM7KFXF KD £ JLE % CAL K
T E
Table 5 The predictive value of CysC, SAA and IgM levels
on the occurrence of CAL in children with KD
TMEAE T hERE BURE FRRE AUC 95% CI P{H
CysC 1.16 mg/L  0.799 0.714 0.797 0.714~0.880 <0.001
SAA 3511 mg/L 0.812 0.732 0.808 0.724~0.892 <0.001

IgM 2.04¢/L 0801 0.725 0.807 0.723~0.891 <0.001
=HEA 0.952 0.874 0.823 0.744~0.901 <0.001

0.8 CysC
SAA
= 0.6 IgM
E SRR
F 04 R

0 02 04 06 08 10
e

E1 ROC Hi%

Figure 1 ROC curve

3 it

KD 2 Il R LR UL A8 — b I A8 58 14 0 A1
UTAF K, KD K 5 2 B4R B TR 3 i ROF5E &
B, BTG G BERR R IR G R T AR
K KD WEZHNER ., KD &L R LGSR K, I
& KD 2B, ] S BOEAR B IR 5K | IR S
o KD A LAY, 2%k LG I8 R 5e i i
SO, 75 R R L O U o AR DGR K B, e Dk
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P52 KD 1) FEIFRAE , TR R BUR LSBT &
SR RSN KD LI & CAL U
et e HA B

KD J& T 48 R B0 , il FE R R G =
WAl U JE GBS R . SAA & — Fh 32 E T
20t S b ) 2P E A Y MLARTE (R RS T, oM
N SAA KV B BAL, — BAURIE Z 055 21
KRR SRR A TG P 5~6 h N4 K
I3 SAA, i IfIL 3 P ) SAA JK G F T ) B
SAA TR AT i 5 5 M A0 B A ZH B | S Kb 55, 2
A8 N B2 Difie , AT AR SAA 76 R KD Jf:
K CAL A — &R e o BRJUHE S5 RS,
SAA 5 KD k4 R JEEA —EHH M. CysC Y
e 5 FAREGA OC, vl [ i Hm 2 B /N ER L,
FEIT /NG LTl MR SRR R i, FL ™ A2 J 1
AR AREE R MRV SRR s = A
KB FE ), CysC 76 RAE | ML F it FE i oA &
BAER™ . SRR R R e N A T R
REDIRE I BB e i+, R R M AP 0%
M 256 Fe Z IR A DA . o 1gM 2
BILAASZ S35 S5 R 3 e A 4 93 oy 287 B e At B A e
T, RAUARSURGL G “ 56337 . Mcecrindle 46 &
B, KD 2B B, B e Bk 8 1 1gM B i 3
o AWFGE R, MER 4] B L CysC L, SAA K IgM 7K
SRt Al v, AT L R P2 5 KD O &
CAL W # it #8  sE HR IR T e 5 LA R JL S A
K : (DKD Gy S /M b B A8 N Bz 24 8%, {0
2 Jrle 55 Al 0 4 SRR R, DA T AR UM A PN B A
17 R AR AN MR, B KRE SE R B IR . QKD
5 1 A AE 0 M R 43 i 3 22, CysC ¥4 £, LUJHY
O W20 B 43 2 1) 41 2038 1 T 9% M L 5 & CAL.
(BDKD &A= 23 T 20T 4 M G328 98 17 9 45 2K i, 240 el
B gt BE AL, 2 5 IS RE R MG . — 20
FEER I, CysC  SAA I 1gM #4J& KD & LIt &
CAL WfER 2 . Ul B 1 sk 3R 48 bk ik
AT B T BB T A 1 A2 4k, Rl RS TT 95 s 4
BEARE . HE— 4 ROC H1 42 20 745 5 & 30, KD
LI CysC . SAA K IgM 7K P15 & K Tl CAL
M AR I il 26 R AR T 3R 0.823, 8 R iR AR
Fr B A I, 5 BEAE BT 58 25 AR B A AT, SIESE =
T AR AR A A T CAL % £ B b A BE

Zi E Rk, CysC . SAA J% IgM /K -1 KD 3 &
CAL L 2 7% m#«ik, H CysC.SAA [ IgM

J& KD 8 JLi% % CAL HYAH A B R 3%, 165 A6
AR = IR AR 4R A CAL BTN .
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13 S i P45 ROS/NLRP3/Caspase 1 1854 4 S 20
AT EE G SR N B R 5 iy D2

Foak' ET BpaE w4

(# ZE] BB T2 B 8 Il 28 K BN 543 19 £ 3 4 FH A R 36 $: 0% (ROS ) /NOD
ZARTE 11 3(NLRP3 ) /R 4 R R & (/K %1 1 (Caspasel )il JR7EH TP VEM . 3% B 10 HIE% SD KR
h7s T HRA 40 1 SD K SR 37 FE il A i B R 4, AL 20 I ASE YA | 2 AR R 4 (6.5 mg/kg T
B hFIE2H (13.0 mg/kg BB ) 74 (26.0 mg/kg H#EH )& 10 H, 25 [0 IR 2H R 06 5 2 1 22 2 3 e
Jok i S AR AR BRER K B2 8 8] o LA A5 2l SD K FURH G I 375 48 0 B 7K SF- Il 4 80 L4 A8 b, il 2
Z1rft ROS/NLRP3/Caspase] i 4 AH OC 2 111 22 34 15 100 LA J2 40 i £ 7= SC #8248 11 Gasdermin D [ N A i BZ
(GSDMD-N) [3RiA/K . &R THUAYT 8 )5 , B2 TNF-a IL-6.IL-18 .ROS .NLRP3 . caspase-1 /I
GSDMD-N 7K F-> [ 22 7 B I 57 2t 41 > (1 22 2 Wb i) e 4> (3 P B R e A, 2 R i 22 L (p<
0.05) ; THUAIT 8 &G , 5725 F14H SD KR, BRI 2 SD A BRUI 4124 IH S 3 407 , A3 Kk S E 4N g 3= i) 5 A5
RIZ SD R EUH, FAFE P R A5 41 SD R BRI N3 Y SAE A IRV AR 3 B B ol . 4698 BB
A P AT A A8 R U 49, AL T BE 5 38 1 4 ROS/NLRP3/Caspasel {5 5l i 3 5 /K -, #4614
HiE PR R A T 1 R AR A G

[X8IA] 2 ; ROS/NLRP3/Caspasel il i ; ZRMAET; ARG ; lifiids;

Protective effect of resveratrol on ROS/NLRP3/Caspasel pathway - mediated pyroptosis
on lung injury in rats with severe pneumonia

LU Jing', YUAN Meng**, FENG Xuehui', LIU Jiali'

(1. Hyperbaric Oxygen Chamber, the First Affiliated Hospital of Hebei North University , Zhangjiakou, He-
bei, China, 075000; 2. Emergency Department, the First Affiliated Hospital of Hebei North University,
Zhangjiakou, Hebei, China, 075000)

[ABSTRACT] Objective To investigate the protective effect of resveratrol on lung injury in rats with
severe pneumonia and the role of reactive oxygen species (ROS)/NOD-like receptor protein 3 (NLRP3 )/aspar-
tate proteolytic enzyme 1 (Caspasel) pathway. Methods Ten normal SD rats were selected as blank control
group, and 40 SD rats were used to establish severe pneumonia model group. They were randomly divided into
the model group, the low-dose resveratrol group (6.5 mg/kg gavage) , the middle-dose resveratrol group (13.0
mg/kg gavage) and the high-dose resveratrol group (26.0 mg/kg gavage) , with 10 rats in each group. The
blank control group and the model group were injected with equal volume of normal saline through the tail vein
for 8 weeks. The levels of related serum inflammatory factors, related blood gas indexes in pulmonary artery,
histopathological changes in lung tissue, the expression of ROS/NLRP3/Caspasel pathway-related proteins in
lung tissue and the N-terminal fragment of the key protein Gasdermin D (GSDMD-N) expression levels were
compared. Results After 8 weeks of intervention, the levels of TNF-«, IL-6, IL-13, ROS, NLRP3, cas-

KA KRR o T EEHLR A4S (2121120D)

B L TR T FRENES —ERSELAMT, T, KR 7 075000
2. AT F IR E 5 — E IR AU, T 3K E 2 075000

*iBAEAE A SLH , E-mail : 285803793@qq.com
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pase-1 and GSDMD-N in the model group > low-dose resveratrol group > middle-dose resveratrol group > high-

dose resveratrol group (P<0.05). Compared with the blank group, the lung tissue of SD rats in the model

group was significantly damaged, with many inflammatory cell infiltration; compared with SD rats in the mod-

el group, the symptoms of alveolar exudation and inflammatory cell infiltration in SD rats in resveratrol groups

were significantly improved. Conclusion Resveratrol can improve lung injury in severe pneumonia rats, and

its mechanism may be related to the inhibition of inflammatory factors and pyroptosis by downregulating the ex-

pression level of ROS/NLRP3/Caspasel signaling pathway.
[KEY WORDS |

injury

LI T 98 P 3 3 I 48 A R R L o i — 2P
o R i 47 | WP W vy A — R A I R, ™ S
BAE MW" BATIG PR X = RE R RT3
LB ) T 108 3, BRI R 0,
G fifk W W PRDUESE AR, AR RTS8 AN BRAR  HE
it 58 & — R IR A IR AL BB , 25 5 5k 5 R BUR
W25 P, — B b B 25, AT Re 25 i i nY &
& B R e MR E A . AR R R 2
Yt , FEAPAE T A B RSy, BA
Iz BT R PUEAL e R AR . A OG S
R, i3 40 ] A E ML 1 M 45U (reactive oxy-
gen species, ROS) 177 ,ROS A L i ¥ 1% NOD
¥ Z K 3 3 (NOD - likereceptorthermalproteindo-
main3 , NLRP3 ) 2 AT /MA , {2 BEHLARE - D 2R
#E F #-1 (cysteinylaspartatespecificproteinasel , Cas-
pase-1) , M FECAMIAE T o AW EE 7 &
E il 98 K BB Y, F% 35 F 2 7 i X ROS/NLRP3/
Caspasel i % M HA T 19 41 M AR T 52 i, 2R 3
IR HIE I AR AR FHBL

1 RS

1.1 SCE AR
1.1.1 SEE3hY

50 HEPETS I fl e SD KR, W A RE B
S SLR L . SIS : No.44007200026770
T W IR — A e TR . s IR S
& 4 B8 sh i i A BT .
1.1.2  FELENAR

27 3B (Olympus 23 7)) | 5 3 ¥ R 250
ML (1% [ Eppendorf 23 w] ) . 1fil <43 A A (X W
AR AR B R 2 ) L4 A sh AR 2 B A R
YL AP I T R A RA R AWED A
HL(LEICA A H] ) 5 £ B3 AL (LEICA A F] ) .

Resveratrol ; ROS/NLRP3/Caspasel pathway; Pyroptosis; Severe pneumonia; Lung

1.1.3  FEE 2 S il

FIZE P 0.9% 4 FiER K B % —HI2K
IIAKE - (HE) 42 83057 & \ROS 357 & (1 ifg
Fifg 3 A= W B A PR 23 7l ) \NLRP3 $704& | Caspase-1
PO 40 £ 7 ¢ 8 25 11 Gasdermin D Y N A ¥ H
Bt (GSDMD-N) $i 44 . B WL 3h £ 11 & 5] (B-actin) $1
(R Z i EDUAR , 1gG, B EE 1:20 000) (HE 1%L
fi# & (RIPA Lysis Buffer,RIPA ) ,
12 Hik
1.2 @A

40 H SD K B b A 57— SR s, 22 <8 2l
0.30 mL fitfi & 52 B A R, 7 d J5 R B I Bl A
PR D 1S s 2 | IR RT I R | g
it 0 W AR B, A A LT . 10 K
SD K BUE# KB W SR 5 Ji 5 , 2008 I i 5 AR P
Ko BB DI Y 40 HSD KRR AK 5 BE L LT
o A 4L, RIRE R A | A AR 4 (6.5
mg/kg HEH ) N EA(13.0 mgkg HEH ) L& F =
2H(26.0 mg/kg HEH )45 10 H .,
122 K257k

FZL A BEAS P E A KR 45T 6.5
mg/kg . 13.0 mg/kg Fl 26.0 mg/kg F L P71 452507
I N B 20, A5 AR R 2 i AR PR K
10 mg/kg, B H 1R, ELEH#H 8 J.
1.2.3 FrACRSE

8 JalJ5 , 4 R BURR I , B K BRSPS T 3h i T
A& b EEEE, 8 I M P U I
# I Bk, F 10 mL A9 TG T 1 5 2% 18 18 4k 0]
MLRARFE R B o BUOR BRI 15 mL , SR FH i v
B LA 3 000 t/min B0 10 min (O 24215
em) , BU B WO T -80° CHAR IR vk A . FH BT J1HY
Wby E1, 43 il 20 2 F s v [, BT HE 8
— B4y F T Western B8 46100
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1.2.4  HMHOEALFR AR I vk

WA B 9 VR, R R Tt IR s 5 WA o 2 Az 0
PP Al R -1 (IL-18) . T4l i/ %= -6
(IL-6) M SR LA - (TNF-a ) 7K
125 KEU414 HE e

AL3RY] o FH e I I KRR 4 4 24
h DL K, A, 4 pm #E 22 Y) -, 7F 60T
T HERE 40 min, B 0E =K. YA A
IR ZE YA 5 min, 75 3 K P65 min; H 1%
MR BN R 5 s 20 R I 3 min,
B 43 A A P 10 min g A PR AR
MR s, M EH AR L, THRETEMET
WER
1.2.6 2 ENHE

PR RJ5 1) SD K FUIMIZHE, Frat)m , A 200 p
() LRIPA K HLR B, BRI B 11, A s bk Y R
W2 AW E . FH 50 wg & A TR IK F R,
S5%MEFL T =i T B A%, A —$L[ROS.

NLRP3,Caspasel .GSDMD-N P % 1:3 000 ] B-ac-
tin W& ], ACEHTHE LK, RIEE A
(1:2 000) —¥L 555 3% 2 h, I Hfb 2% &bk
(Electrochemiluminescence , ECL ) ¢ )6 i 5 , W%X |
IR, IFH Image T 504X HEEA 743 A7 4G 0 HEL 3k 2%
1Y K BE A
1.3 Gt

K H SPSS 21.0 A AT 8e 12 B, TR BT
B (3 £5) R, Z 4 0] LR BRI R T 2247
Mr , 2 18] 15 5 B %5 % FH LDS-t #6565, P<0.05 4 25 5%
eI -9

2 #R

2.1 #5240 SD R EAHICIMLTF K 7K F L 8%

T WG 8 5 AR A 4] TNF-o  IL-6 \ IL-18
ROS 7K P> [ 22 7 B R 4k 20 > 1 22 B v ) i 24
SHEMESAEL, ZRASIF¥E L (P<
0.05), WK1,

R1 BASDKBRHEXMBEFKFELLR (x+5)

Table 1 Comparison of Serum Factor Levels in SD Rats (x+s)

215 n TNF-a(pg/mL) IL-6(pg/mL) IL-18 (pg/mL) ROS(U/mL)
ek 10 63.37+15.62 70.96+8.25 29.44+2.35 155.29+8.25
F AR 24 10 317.41+32.75" 272.64233.92 147.60+42.26* 227.44%10.26°
A2 B 2 10 182.88+23.65° 174.53+24.81* 103.89£15.21* 193.93£10.15%
P22 B v 7 2 10 128.96+21.47" 122.31+17.42" 75.63£14.52" 172.129.06™
FA 22 B e ) 2 10 101.59+16.82" 116.87+13.65" 60.74+16.28" 164.48+10.23"
FAii 186.122 127.71 24.755 89.696
PAH 0.000 0.000 0.000 0.000

55 AL, “P<0.05; SRR EL ,"P<0.05; SR 4 L, P<0.05; 5 5 i 4 L, /P<0.05,

2.2 il SRR

52514 SD KL, BE AL 4] SD K B il 4
SV W By, HoA K i 480 40 iR T 5 A A 4
SD KB LG, FZE 4 BEAR . rp L 7 2 2 SD KRR
Jili 0 N B L R RE AN A IR T A RE IR 1 I B ek
E NI

A B

2.3 441 SD K Ui 44 41 v NLRP3 . Caspasel .
GSDMD-N £ FH 7K - [ #5

THURYY 8 Jil )5 , B 4] NLRP3  caspase-1 Fll
GSDMD-N /K-> [ 22 = B A5 i 21 > 1 2 e it o
Rl A>F R m A, ZRASRITFE XL
(P<0.05), Wz2 142,

C D E

e A8 BB C 3 R R D, A BRI B (R IR T4
1 SD XRATARREFE (HE, x200)
Figure 1 Pathological changes of lung tissue in SD rats (HE, %200 )
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Fz2 KA SDKRAZELF NLRP3, Caspasel .GSDMD-N
BEBKFILE (v£s)
Table 2 Comparison of NLRP3, Caspasel and GSDMD-N

protein levels in lung tissue of SD rats in each group (x+s)

NLRP3 Caspasel

ik DMD-

/H 5l n (ngle) (ngle) GS N
EEE 10 0.90+023 123+041  0.4120.06
TR 10 4.54+0.24° 521 +043 2.0520. 25"

MBI 4H 10  3.54 £ 047 4.47 £ 0.55° 1.32+0.14"

MR R 10 274 054 3.24 £ 0.45™  0.83£0.05™

BB FR 4] 10 1.67 £ 0.51™ 1.52 £ 0.47™ 0.76+0.07
FAH 118.776 167.394 216.45
PAE 0.000 0.000 0.000

T 52 FH4LEL, °P<0.05; SR [, 'P<0.05; SR FHE A L, P<
0.05; 595 E4A L, P<0.05,

A B C D E
NLRPD i —— -
Caspasel — O — . — 1] KD

GSDMD-N o (D W W S 12 (D

0 A= Hd ;s BRI Co S e R 4 ; D, A e rh
IG5 E. R EAR) AL
2 EHMNIBE
Figure 2 Western blotting map

3 itig
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2 3 400 i PN 45 PP 40 i R 7 1) #R 3K, TNF-o  IL-6 fiE
& S 240 P9 45 R RE PR 30, IR SRS FR A
S 200 A T B T DA R, AR A M A e
AL JRAE AN, IR S A BN, ) Al 2 24547
o as R kB, T AT 8 G , SR i,
B P45 R i 4] TNF-a IL-6  IL-18 \ROS /K
Bof 5 L PO P B2 301 R v A IR 32 K . TNF-ax
IL-1B IL-6 f& FAE Ml 96 & A 1) B R PE #E, Hok
4 5 NLRP3 i — & X & . NLRP3 & AE/NMETE R
i S5 I R B R AR 2 5 R AT
£ ,NLRP 3 fll Caspase 1 J&—2# IR B 21K,
595 5B 45 A T 7E A0 A2 f Caspasel {4k, 1

k1) Caspasel ¥ TNF-o \IL-1p  IL-6 R4 73 i i A2
KA PE AR, T2 5 RAE SN ) K i
K PR IR R, B B T
RAE R F 2R IE , Wk ML 9 E K2 K18 & 41 g
Piti o HHOGSCHRHZIE | F 22 P B mT B ok 2D K R
Jili 40 TL-18 | IL-1B8 7K, Ff-38 3 411 il NLRP3 (1)
Gy, ARG AL LU ARE SN o BEHA AR SRS
SR R KR 9 A B %) I W 5 o 17 O st
P 2 7 T 119 50 Ak 3 M) PR % figf A i R, el K
BB ECIR S R SE R BRI . T HIRYT 8
Je . VR EEAG b L s 4 SD K R 41 21
S 76 P95 M 9% R AN 92 Vi) S RE IR 4T AR AR 4 B
kS $R T 1B AR A A 0 s 2 R
KAt ge . TR 2 gk, e Bl 4 B b, 3
J T K BRI A 2R AP AR T R 5 0 i 5 R
FH G, 38 33 9 /0 /0 BRI P 8 1 00 i v 3 i O
AR ARG A R R AR SE T,
P B 7 T T Ak B ) 2 il 5 47 /0 B 4 2 A 46
i %%,

21 i A2 T — R K T Caspasel T 1 A9 7 2
REAMN TR T R, 7R g8 T o
H, S AE /A& NLRP3 (136 16 i & % ¢ 8 2 1 1
JH . GSDMD-N J& — A 20 i) 2 M/ INMACTE £k S 21
AT AR EY, & B IES AR AT YR
F1, kK, rl s 2 gl 2 i fa T, 8
il 4645 . WFIE 48 e B, T HUA YT 8 G, A
BT AR, 3 45 57 B 41 NLRP3 | caspase-1
F1 GSDMD-N 2 [ 7K - 5 2 R B, 122 7 B ) ik
i R R R, 1A B E A 10 i) NLRP3
1) 48k R, /b L AR A A8 407, AT 42 a1 9 i /IR
NLRP3 , caspase-1 [ & " . 2T EAE N HA
LR PUR PS5 2 R0 IG R 5, BhUE S BE A% X
i 22 W T SR Bili - Bz AR AR T Al — PR AP PE
HL A2 B AR Il R AT b [ LA BT RIS

ZE TR, AR I ] o AR R R R
il 5% 495, L AL 1 W] BB 5 3 i K ] ROS/NLRP3/
Caspasel {55538 [ 2 7K 7K, 3] 4 0E R R 4 g
TR ARG,

5% ik
(1] XM, Bk £, T 3C . JAE fili 48 f8 4 40 1 NLRP3 4
PE/IMA R IR AT 2B A S R B LT ). 4 Fig Wi 5697
7R, 2022,14(6) :970-974.
(F#:% 89 1)
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TE Rl R A 2R TRy RN A LN R I AR ROR
I

FYE* ER R

[ ZE] HE B0 82U 800058 IF 58 < (CPAP) it & 2 IR R E LW AR YT B A8
A L 48 B4 AR 2850 R B et L 375 AT P A T A 22 -2 32 R (STL-2R) 5% 5 X 1 kB (NF-kB) | F&45 % i
(PCT)KF-HIMEM . 73k PEEL20184F 10 H 2 2021 4F 12 A 5 D)5 17 v e 8 75055 A LT 48 s )L 98 4],
YR REALECT- 2153 SR AL (n=49) ST IRAL (n=49) . & HUIAYY HeAE I, X B4 T LISAS & 5850 CPAP,
R 2] R OB 52 96 3 CPAP il A AR R FZ AL S FFELRYT 5 do X HPRALIT 805167 AT JARYT 5 d
Je IS AE B [ 3h Ik o 48053 F (PO, ) | sl bk i, — 4 fk Bk 73 JE (PaCO, ) ] il D) i 46 4 [ W90 3 14 (PEF) |
UifEsE S 4k (FRC) 81 & (VT) ] LIl % SIL-2R \NF-kB . PCT & e e D RE [ Sy 3k 45 11 G (1gG) H g
BRI A M(IgM) e sk A (IgA) KO SRERIRLT B4 (B 1 gk 254 E ik E
B AFEEEESEOWNN ., B8 WEMIAIT 5 dJ5 BH K (93.88%) & TR B4, 22 B A it
M (=71.55%, P<0.05) ; Z3% 5 d IIRIT )5 . WAL AL 1Y PaO. \PEF .FRC . VT 7K F- 15 T X 4, PaCO. 7K -
TR, 2 BB G35 X (1=9.227,4.141,6.360, 5.093, 5.116, P ¥J<0.05) ; £33 5 d (9IAFF 5 , W&
ZH 1ML 3% SIL-2R \NF-kB 2 PCT /K-, 1gG . IgM M TgA 7K F i T BE 4, 22 8 e it 2% 7% X (1=11.231,
17.612,15.826,3.984,2.712,3.154, P ¥]<0.05) ; MELHIGI7 5 d G sh B AR B A4 T BRIk 1k
2B A B AR R NBCL OIS T IR, 22 5 A ST 2R L (=4.438, 4.405, 5.539, 7.127, P ¥ <
0.05). it XiF £ 2E30 CPAP B A R IR F LW B RIAYT I BGH A LI R 7 3aia bl , REA sk %
Sk IS AT DI RE , ¥ 1 SRE RN, PR R G T RE , RS S FIRAT B BE .

[EEIA] AU B S LU RS I WG TE IF T <5 2R Z s FALH A LI R 5 S R B 454 5
TRV S e DI R

Clinical effect of positive pressure ventilation combined with ambroxol in the treatment
of severe neonatal pneumonia

LI Qinying*, TANG Bin, YIN Yan

(Department of Neonatology, Zhumadian Hospital of traditional Chinese medicine, Zhumadian, Henan,
China, 463000)

[ABSTRACT] Objective To investigate the clinical effect of continuous positive airway pressure
(CPAP) combined with ambroxol inhalation in the treatment of severe neonatal pneumonia and its effect on se-
rum soluble interleukin-2 receptor (SIL-2R) , nuclear transcription factor (NF-kB), and procalcitonin (PCT)
levels. Methods From October 2018 to December 2021, 98 children with severe neonatal pneumonia in Zhu-
madian Hospital of traditional Chinese medicine were selected and divided into observation group (n=49) and
control group (n=49) according to the random number table method. On the basis of conventional treatment,

the control group was given double-tube nasal plug CPAP, and the observation group was given double-tube

AR A T s E AR A X B (2018082353)
Ve B 4x B3 T )% P B IR AT A LA, T, B2 D JE 463000
*BAZAE A B K, E-mail : 1709604377@qq.com
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nasal plug CPAP combined with ambroxol aerosol inhalation, and both were treated for 5 days. The efficacy
and blood gas indicators [ arterial blood oxygen partial pressure (PaO,) , arterial blood carbon dioxide partial
pressure (PaCO,) ], lung function indicators [ peak expiratory flow velocity (PEF), functional residual capaci-
ty (FRC), tidal volume (VT) ], serum SIL-2R, NF-kB, PCT, humoral immune function [ immunoglobulin
G (IgG) , Immunoglobulin G (IgM) , immunoglobulin G (IgA) ] levels, bronchial mucosal cilia structure
(dyskin arm loss, composite cilia, squamous metaplasia, abnormal cilia quantity) before and 5 days after
treatment were compared of the two groups. Results After 5 d of treatment, the total effective rate of the ob-
servation group (93.88% ) was higher than that of the control group, and the difference was statistically signifi-
cant (¥°’=77.55% , P<0.05) ; after 5 d of treatment, the PaO,, PEF, FRC and VT levels of the observation
group were higher than those of the control group, and the PaCO, level was lower than that of the control
group, and the difference was statistically significant (1=9.227, 4.141, 6.360, 5.093, 5.116, P<0.05) After 5 d
of treatment, the serum levels of SIL-2R, NF-«kB and PCT, IgG, IgM and IgA in the observation group were
higher than those in the control group, with statistically significant differences (r=11.231, 17.612, 15.826,
3.984,2.712, 3.154, P<0.05) ; After 5 d of treatment, the proportions of power protein arm loss, composite
cilia, squamous epithelial metaplasia and abnormal cilia were lower in the observation group than in the con-
trol group ( ¥’=4.438, 4.405, 5.539, 7.127, P<0.05). Conclusion The dual-tube nasal plug CPAP combined
with ambroxol aerosol inhalation for the first time in the treatment of severe neonatal pneumonia is effective
and can effectively improve arterial blood gas analysis and pulmonary function, control inflammatory re-
sponse, regulate humoral immune function, and enhance bronchial mucosal cilia function.

[KEY WORDS] Double-tube nasal plug continuous positive airway pressure ventilation; Ambroxol;

Severe neonatal pneumonia; Bronchial mucosal ciliary structure ; Humoral immune function

B Ui R BA Kw 2 W B BULR A
R, AT S RS BT B 454, se g A= LI
Wl & B, HHIRIE R 5k 20.0%~30.0%"2 . I
W SZAFIR T 2 2 A A X 5 AR AR L R B Oy

IR E < A R I DR E = R
s Q2R AR X LA A AT U SR R
Ji 4 1 A5 IR 5 )t A I ] <28 d s @I IR
FHog#E s @ W N8 RN R AT o HEBR b ofE -

R S ZE R P I B 1F 38 < (continuous
positive airway pressure , CPAP ) {E i — Ffi %2 4 T )]
WA BB RO LR B RS 2K
3\ CPAP Pt & Z IR R 55 1 M A 8 R A L i ¢
SCREREBELT B A5 JAE SO () S ATy 5 ik — 2
Bk, HET U, BT E UCR U 5985 CPAP
He A E IR R S AR ATRTT , R H S 3R AR ) LA
R RVBCR SO IR T P 4H A 2R -2 5244 (solu-
bility interleukin receptor, SIL-2R )  #% %% 5 [ T «B
(Nuclear factor-kappa B, NF-«kB) . [#%5 % J& (procal-
citonin, PCT) KV A1E . BARSHT T

1 FZRFAE

11—k

PEHL 2018 4F 10 A & 2021 4F 12 A5 5 LT
5= ¢ 7 AR ET A LT 4% S8 L 98 191, 4% Bl HIL A F 3R 1k
3 R B 5 X B, REe 49 . PR AL — M R
AT b (P>0.05) o DL 1, AHFIE LB BE B 2
(L e AREEiin] i

OfF LU ERERIEE ; QFEARREZ
Yy it s s QW E WY s @A I8 Ko ik
I 5T R T R R 2 B R L N B e D T 5
1.2 Jrik
121 XfME4

F LA A £ %€ X CPAP, W JT] STEPHANC-
PAP WAL (W [ 17 SR 55 BT 2 p8A BR A | ) X
UL TC R S B PP AL S ER BT
W & 1F K A 3~51 ecmH,0, W A 48k B 40% ~
60% , <M 8~10 L/min. VAT W 18] 75 i 4 2L
Sl K I G B X LS B T3 R R, AR
SARIEE FHBEZE 2~3 cmH,O | £ 57 I 48 16 7 BE 78
95.0% L4 I WA IR EAE 30.0% LA F | ki < 48
FRIEH , 345 12~24 h )5 Al 5% 0 8 A5, K
IR B AT 0 B, 1 22 W A 0k
1.2.2 WEEd

TEXT B4 FE il | i A 20 1 % (Hanmi Pharm.
Co., Ltd., [H 2 # % H20190041, FL 4% : 2 mL: 15
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®1 MA-MABLK[(+s),n(%)]
Table 1 Comparison of general information between the two

groups [ (x+s),n(%) ]

— R 4L (n=49)  XIR41(n=49) @ {H P1H
SR 30/19 28/21 0.169 0.681
H % (d) 12.85+2.13 13.10£2.26  0.564 0.574
Wi (g)  4859.73¢420.01 4 860.11+418.09 0.005 0.996
i (d) 3.89+0.52 3.92+0.55 0.277 0.782
AR (C) 38.46+0.40 38.50£0.39  0.514 0.609
Bz LR
FEJL 32(65.31) 31(63.27) 0.083 0.774
EHIL 17(34.69) 18(36.73)
g [l
[N [ 22(44.90) 20(40.82) 0.206 0.650
Y 56 27(55.10) 29(59.18)

mg) F AL A, BAR T 32 EIR &K 30 mg A &AL
BVE BT (0.9% ) Tt B L E AL IR A 25 25,2 IR/d,

PEH I ESIRYT 5 ds
1.2.3 fl s

TEZSWE ST OB K 3 mL , 2.0 5 X
LA , K0 1 3 SIL-2R \NF-wB 7K F-, {7 ik «
I £ 28 W o 3 5 ASE N I 3 PCT 2K, 45 FH 5k -
B2 DG 3 KD LV $R% BREE 1 G (immunoglob-
ulin G, IgG) . %% Bk &£ [ M (immunoglobulin M,
IgM) | %2 % R 8 H A (immunoglobulin A, IgA) 7K
S A T B S BE YL, IR A R R
) G U B B AR
1.3 JTAH E e

O BAL: ZIRYT 5 d S5, F A LI I PR HE |
R NZ K K 0% % S5 I DR AE AR W G 0 O
Bl KSR BRSPS TR RS X K A A
IROBUIIT 375 5 B T vy, SR e A b A R
R QA LRI 5 dIE, B E G KA
AR LBk A AR KA ek Bl X 2 A
TN R4 R RN ABORE B 52 5 @JEAL : 23 1R Y7 5 d
JE L, BAERIRB B AR SRR
ROR+H R,

1.4 Giitirik

KHISPSS 22.0 Geit A A T b 2], 11
OB (x £5) Fm AT e 82505 THECRORH n(% ) %
TNAT RS, P<O.05 RHESBFITFE X,

2 HR

2.1 WI4lImIRIT R L
BT IR, MBS I S A ROR = T IR, 22 57
B rE L (P<0.05), WL 2,

F2 WAMKKTHLE (n(%) ]
Table 2 Comparison of the efficacy of the two groups [1n(%) |

Hu  n To AR %3 BABCR
WL 49 3(6.12)  24(4898) 22(44.90) 46(93.88)
XHAR4L 49 11(2245) 25(51.02) 13(26.53) 38(77.55)

Pl 5.333

P{H 0.021

2.2 WAL O A

PIZHIGYT 5 d )5 PaO, /K F483A Y7 Hi b, LWL
S i T R, PaCOL /K- B8R 7 RTFRAIG, FLEE
AT X IR, 22 5% B Gt & L (P<0.05)
W33,

Fx3 WMAMKBERER [(x+s), mmHg]
Table 3 Comparison of blood gases between the two groups

[(x+s), mmHg]

15} (7] 2151 n PaO, PaCO,
VRITHT WME4 49 50.42+5.29 52.94+5.02
XFHRLH 49 51.08+5.63 53.86+4.73

t{E 0.598 0.934

P1E 0.551 0.353
WBIF5diE WELH 49 91.65+4.47° 38.53+3.37"
XPHRZH 49 80.39+7.28" 42.46+4.19"

tE 9.227 5.116

P{E <0.001 <0.001

W SARMIRIFATHI L, *P<0.05,

2.3 WdliihRe b

WI419497 5 d J5 PEF.FRC } VT /K436 77
HUHE E, FOWER A & T R, 2 R A G X
(P<0.05). WLz 4.

x4 PWAMIMBELLE (x+s)

Table 4 Comparison of lung function between the two groups

(xxs)
Fsf ] 445 n PEF(mL/s) FRC(mL) VT(mL/kg)
VRITHT OWZRZH 49 44.36£8.40 65.74%12.61  6.19+0.68
YTRZH 49 43.82+7.85 64.93+11.58 6.25+0.74
18 0.329 0.331 0.418
Pl 0.743 0.741 0.677

VBRI 5 da Mg 49 67.52+11.39° 92.82+7.06° 8.02+1.15°

YRZH 49 58.70+9.62" 82.94+8.27"  6.93+0.96°
18 4.141 6.360 5.093
P1E <0.001 <0.001 <0.001

W SAAIRIT R, °P<0.05,

2.4 Y I SIL-2R \NF-«kB . PCT /K- b 45
W4l 23t 5 d iR 97 5 1L SIL-2R \NF-«kB K&

PCT 7K -8R 97 AT R AR, HOW S ALK T X B4,

ZRABGIFE X (P<0.05), W5,
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®5 WAME SIL-2R NF-xB.PCT 7K FELLE (v+s)
Table 5 Comparison of serum SIL-2R, NF-kB and PCT

levels between the two groups (x +s)

N SIL-2R NF-«B PCT
1] 4l n (U/L) (ng/L) (ng/mL)
VRITHT MEEAL 49 552.03+23.65 72.49+3.63  12.05x2.34

XHIBZ 49 548.71+20.81  73.24+4.07  11.89+3.18
18 0.738 0.963 0.284
P 0.463 0.338 0.777
JAIT 5 dJ5 WEE4] 49 269.82+15.07° 32.36x3.05°  1.47+0.35°
XHARZH 49 306.74x17.39° 44.27+3.62°  3.28+0.72°
il 11.231 17.612 15.826
P <0.001 <0.001 <0.001

W SARLRITFHTA ., P<0.05,

2.5 PR ez hfe Lh ik

W 23t 5 d IRIT A 1gG  1gM K 1gA 7K
BRI AT, HOULER A TR IR, 2 R A Gt
2 (P<0.05), Ko,

Ro PMARHERINEELER (x+s)
Table 6 Comparison of humoral immune function between

the two groups (x#s)

P 1] Hul 1gG IgM IgA

VAITHT WEEH 49 5.14%1.26  0.67x0.26  0.74+0.29
XHRZH 49 5224118  0.71+0.23  0.80+0.32

t1H 0.324 0.807 0.973

P{H 0.746 0.422 0.333
WIrsdia WA 49 7.82+1.41°  1.04+0.38" 1.14+0.38"°
YR 49 6.74%1.27°  0.85x0.31' 0.93+0.27°

t{H 3.984 2.712 3.154

P{H <0.001 0.008 0.002

H SARIRYTETA E, P<0.05,

2.6 WU CERRA BEH LK

W2 5 s IRIT e s TRV sk E A4
EEN NI R S EA Y (& R DN G A LIS
SRR, DS TR, 2 R HA S it2%
B (P<0.05), WFE7,

x7T MAXSEFEFELEHITLL [(n(%) ]
Table 7 Comparison of bronchial mucosal cilia structure

between the two groups [(n(%)]

SER A BRIR LR FEHe

WECA o Cwoe R ek wE

YRITHT WELH 49 17(34.69) 20(40.82) 22(44.90) 18(36.73)
YR 49 19(38.78) 21(42.86) 24(48.98) 20(40.82)
P! 0.176 0.042 0.164 0.172
P{H 0.675 0.838 0.686 0.678

VAIT5dE WEZ4 49 0(0.00)" 1(2.04)* 0(0.00)* 1(2.04)*
XTHRZ 49 6(12.24)° 8(16.33)" 7(14.29)* 9(40.82)"
71E 4.438 4.405 5.539 7127
P{H 0.035 0.036 0.019 0.008

W SARMRYT I, P<0.05,

3 it

A A LA 4 & A= HIL AT e AR LB AN
TREFRW W LT BB B2 W T 55 2 N
EX T IV %N R PR L ) O A X (PN
T APEER B AT 1 i 8 T 3 4 S T
oI I 2 T R e A IR

ARG TEAIRTT , H B 5 385X CPAP
T LR LIR A TR ) SCHRE A B T B AR A E & B
T, 1 IV D) RETH AE , 28 A B SUIR S D FE R
it TR A JIR R A RIFRIRA T,
AR T W 0 S LA B 8 TR AR 2, Vi Y IR
AR UEPBHE S, E A RE R IEYMRIVE T, sk
TRIT AR, A IE BRI A | 203 s Bk i < At 59
A 3BTRS B A LT R AL AT U e A B
G, SO E I AR PRI AR B R M
IO, 5 A TE L, 48 T 0 o i 76 2 T v M 5,
RSB , FEFEI N FRC PR, WU 5
FE 3 CPAP 1] Il /NIF S AR IE i 7, 46 /NG, 20AR
FEF1 s R s o UL 3k S R, B Ik R 2R
45, T o E S T ke s IR R E LA BE
Pt AL, 8 g 3 A i B S D B, 2 I af ARk
B WIS B, A BEA U T FRC, K
P S (146 7, RS AT Dy B o

B 2EHIN R, R A UM % K A 2 5] R Bk
SEE IR, B IR i 4 T IS 32 I, R K A S
S T 5 e, SIL-2R H A X Ja) H0 5 8 5 7
FH, BEA S5 WML it 48 fiE IR 5. NF-kB 7K
LR AT PR AE AT R 6 MR IRIEIR F-a H
Tolv 7 i 20 B IR 7, 5 % 40 PR R0 26 25 8L, 0%
RE RN, Il R AE . PCT HAHIR .
AT DR 7 40 B 2 A, KO I Rk e 2 B o o
B Th R e, TR S PEAR BT AR LG 98 7™ E AR R Y
AR . ABFIE Bas, WA B 2E 5 CPAP B
SRR S AW TE SN ) 5 5 B2 1 T B S A8 1 %L
B 3E X CPAP F—iR)7 . JRIH W] BE N R IR R AE
FF il a1 20 B A R e 5 S B R AE T, AT
T G A BROBE R, A W A A W T A b
RVEB HYHEL AT R 5 B SRR SO
£5 3830 CPAP BX A, REE— 2ol 7 AR A L 4%
BROLJIE SR, PRI . A0, s g
TN REAAG AR K ENEERNEZ, T
I EEL 200 6 ) i 3 LA S DL T ek AL AR B R g
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REI o ARWESE K AU 55 25X CPAP 7 2 il
LA E IR R S WA A B T34 s LA DTN fig
J1, s R B o

g5 BTk, U 5 98 CPAP HEA Z IR R %51k
e AE IR T AR AR LM R 7 R U, REATRL
A3 Bl K oA T D RE i 9 RE S R 3R Y
R PEDIRE e SOV RIRET B IIRE

S Rk
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BB (8 RS S 16 7 e 0185 Bl &k
L AT i i CA199 . CEA .CYFRA21-1 K P55 00

WET AL KRR KE

(# ZE] BN BT REAE R BT SRR T M 45 BV e 1R B ) i v b
199(CA199) JEMHLIE (CEA) A M TE 119 F BE(CYFRA21-1) K5I, Fik  #EHL 201947 A &
2022 4F 7 F % 0 A 5 BH I B Mg 7807 BRI 19 102 101 B0 45 B s FR 3 L 3R RVA T O VN BB 43wt
MR (n=51, $52 BIEIRYT ) MOWER A (n=51, 45232 BUE GG A AP T SRR YT ) o HEE M AL i I IR Y
B AR & AR LS CA199 . CEA \CYFRA21-1 /K-, #5585 MR LL , WEE4H (R0 Fs il =R
CERTA = %#ﬁfﬁerEX(x =12.421,P<0.05) , MELL RN KN e & A R I B AR T X IR, 2 %
Giita B X (P<0.05) . WLELLH 1Y I3 CA199 .CEA .CYFRA21-1 /K AL TR, 2 A 5 it 3 L
(1=0.649,5.421,0.413,8.464,0.739,2.817, P<0.05) . IGIT )5 , WELLLAY PS TE7 FI B 45t 45 K3 WA Bk iy
TR, Z B AGH2E L (1=0.374,6.836,1.056,2.336, P<0.05) . L5 TR I64 {21 ] B4 VE 5
TRIT MR 25 A IR PRSI 38 N WSO B %A AR BRI s i 7K S, i o s A A T T

[k8EiE] BB (Fal A BAPryE S Mg inse ; BiEZSPE 199, JERPU)E; A 19 B

Effect of Endu combined with Sindiglimab injection in the treatment of advanced
colorectal cancer and its influence on serum CA199, CEA, CYFRA21-1 levels

TIAN Jie*, FU Wenhua, ZHANG Yuan, ZHANG Zhi

(Department of Tumor Radiotherapy , Huainan Chaoyang Hospital, Huainan, Anhui, China, 232007 )

[ABSTRACT] Objective To investigate the effect of Endu combined with Sindiglimab injection in
the treatment of advanced colorectal cancer and its influence on the levels of serum cancer antigen 199
(CA199), alpha fetoprotein (CEA) and cytokeratin 19 fragment (CYFRA21-1). Methods From July 2019
to July 2022, 102 patients with advanced colorectal cancer admitted to the Cancer Radiotherapy Department of
Anhui Huainan Chaoyang Hospital were divided into the control group (n=51, receiving Endu therapy) and
the observation group (n=51, receiving Endu combined with Sindiglimab injection) according to the treatment
methods. The clinical efficacy, adverse reactions, serum CA199, CEA, CYFRA21-1 levels were compared
between the two groups. Results Compared with the control group, the disease control rate in the observation
group was significantly improved (y°=12.421, P<0.05). The total incidence of adverse reactions in the
observation group was significantly lower than that in the control group (P<0.05). The levels of serum
CA199, CEA, CYFRA21-1 in the observation group were lower than those in the control group (7=0.649,
5.421, 0.413, 8.464, 0.739, 2.817, P<0.05). After treatment, the PS score and body mass index in the
observation group were significantly higher than those in the control group (7=0.374, 6.836, 1.056, 2.336, P<
0.05). Conclusion Endu combined with Sindiglimab injection has a significant clinical effect in the treatment
of advanced colorectal cancer, reducing the occurrence of adverse reactions, and the level of tumor markers,
and improving the quality of life of patients.

[KEY WORDS ] Endu; Cindilimab injection; Advanced colorectal cancer; Serum cancer antigen 199;
Alpha fetoprotein; Cytokeratin 19 fragment
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25 B 195 (Colorectal cancer, CRC )26 [E & I,
() Y Ak T8 iR rh i) —Fl, 3 30 4Rk, FRE CRC &
I 2 DL SBE T AR5 A0 T, S R DL I8 1Y
Fafi', CRCEEEATHMUKERS R
S5 S FAL  H T e W R B, A AR
BAR, AR JG 5 5 R AEE R VR, 808 S WA
T2 fbITE N CEC M EBRIT ik BB A
AR b 2 ) 5 P N R R P R IR YT AR A
KEBE WA, (B TTEREE TS
I DI RE BRI S e Ak . B
VR IGIT 259, FEim R - BAA EZAEH , Getg
XoT e A A %) Ty e E AT g R B, DA
SEERIT I BLR REIVE T o A R B T 2
A N R bR 1 GA PR BEPUIAR il i 5T
PEANMIAE T 5244 -1 456 1 H BT BC A 2 0] i AH B
YER PR S 3 PR e I g ¢ 248 i s s, 2 I R
E WP 25 2 — o AW R IESY CRC 1Y
AT 7 28, R 1 U B G 45 Jh ) 0 v S U
X CRC SEHHATIRYY . BAGELT

1 ARSI

1.1 — R

PEHL 2019 4F 7 H % 2022 4F 7 H 2 E0HEF 1 A
B o Fiv e s P RHICIA 14 102 1 3 CRC B2 %, #i IR
TRIT TN R N IR A (=51, 12 IR T )
OISR A (n=51 , $252 JEL R 3 A 1 3l R P v S R
1BIT) o MANRHE : OFF A CRC HIAH S WidbRifE™ s
Q=50 % ;@ AL I=6 T H ; @ FH K
KGN FANG R EA . HERRAR I : OB IR ik
PR 5 QX A 58 W K 1 25 9 G vk T 22 B0k 4
@XF I PR AR AT TCIE T 7 . AL I —
TR ER , 22 57 RS L (P>0.05) , A AT L
PEo IR 1, AR AARBEHEZ Rt
1.2 WBIF ik

T 2H 359 R FH B VD RIS I R 45 % 5- 3 IR 1
i (FOLFOX4) J7 2 it 17iR 97, Hrp By A5 (T
B W AR K25 I A BR A Al 2 i
H2012334, HLA% : 0.1 g) : 85 mg/m?, #H ki 1 2 h,
d1; 7 R 45 3 SR () R« Y i B 15 25 IRl A7
RN, 24 5 H20000584, #kS : 10 mL/0.1 g)
200 mg/m®, d1 .d2 ; F6LIR W5 WE 1 S0 () /Y - B
R 2500 A BRA W [ 245 MESE H31020593 , HEA «
10 mL/0.25 g)0.4 g/m’, F#kiF A 2 h,d1 .d2.

Tl —BEBE [(xxs),n(%) ]
Table 1 Comparison of General Data [ (x+s),1n(%) ]

el WEEA (n=51) XA (n=51) wy{H PIE

(%) 70.12+2.36 70.99+2.30 1.065 0.289
A 50. 54..

P 5] 5 26(50.98) 28(54.90) 0157 0.692
i 25(49.02) 23(45.10)

SR AR (4F) 3.09+0.58 3.17+0.64 0.662 0.510
CRC 434 1 41(80.39 39(76.47

BRI ( ) ( ) 0.232 0.630
Vi 10(19.61) 12(23.53)

X B AR AT O ZE R SR A L I B ()
B I RGeS AW 2547 IR R A -
15 mg/3 mL, 35« [F 25 1fE 5 S20050088 ) 30 mg,
JA 0.9% S A AN 5 42 mL J5 R H LT = L
2 mL/h AR B KR L A . EEE T d A2 1T
252 i, LA 21 RN —ANIRI7 A, 80007 44

W52 4 7E XoF HE 4 i) F il 2R FHA 2kt 1) B v
ST/ AR IR AR 25 VL0 A FRAS | FAS : 10
mL/100 mg, 35 : [H 245 5 S20180016) , S5 7t
FH 100 mL 0.9% S8 A6 TE ST 20 mL I 551
T 2 A i 7 1 (200 mg ), — IR PEEEF5 3] 1
TR G S T S R ) K v AR R TR AT R K
L1 WR/3 A B FE R E] A 30~60 min, DL 21 KN
—ANIRIT RN ESRIRTT 4 R
1.3 FEARASIN By 7 R Oy ik
1.3 JrakHE

SEALRR - FREE 4 LA A AT WL H bR kA
Ak BbRRkE e AR o BB D 2k 4 R UL b4
R b K AR BN 46 /h=30% IS o PR Fa
FE B o kR K AR BRI 46 /N <30% , B K
<20% IS . B i ¢ H B2 kK AR BN
HIK>20% , 5% BUBT Akt o B T ol =58 4= 2%
ff -+ R
1.3.2 ML 2F A8 AR

FALIT AT )G, T = 25 IR 4l IR K i 4
mL, LA 3 000 t/min, #0242 6 cm [ 5550 10
mim J5 58 & M0, B A A AE T —20°C IR 7K 4H
Hr, SR 4 B 3 &G B A LT RS s DL s & PR UK
Femg R (h D) A R A, #1S . ACCESS 2 | £
il CA199 , CYFRA21-1,CEA /K, #iM37) A4%
EE R e
1.3.3  PS 7 HUR S AR it i 45 4K

K H B MR (perform-ance status , PS ) BF41F
il BB B LETE B, S (E N 0~5 43 s E S B E R
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SRR 2 IEA K, SRR RIS ARES &
A R R AN R R EE RS R E NS
AR S TEAHSE
1.4 Git2rorik

K H SPSS 22.0 B4Rk 1 74087, T FORA
(R xs) R, R K55 TR L n(%) FoR
FH K, LU P<0.05 %R 2 %A S0 X,

2 FHik
2.1 WA BAE MG R

WA ZH BBk 125 ) R B s X R, 2 5
BGitrE L (P<0.05), WFE2,

®2 MARBRFWRKRTIHLLEE (2(%) ]
Table 1 Comparison of clinical efficacy between two groups

of patients [n(%) ]

A n SERGH WM PORTRE PORIERE PO

WELZH 51 0(0.00) 27(49.02) 13(25.49) 11(21.57) 27(52.94)
XFHEZE 51 000.00) 10(19.61) 20(39.22) 21(41.18) 10(19.61)
P! 12.421
P1a 0.002

2.2 PHLEBA AN BN &AL

TRIT 24 RS WAL R IR e B TS L
211 TR AN AN R A e o I R T2 T e G B
W, EZRAGIE L (P<0.05), WLES3,

®3 MABETIRRMIEE [2(%)]
Table 3 Comparison of adverse reactions between the two

groups [n(%) ]

HH n ST 515 B OV A AN R
WMEgdl 51 3(5.88) 2(3.92) 12(23.53)  10(19.61)
XHRZ4L 51 10(19.61) 12(23.53) 26(50.98)  24(47.06)
AL 4.320 8.279 8.220 8.647
P 0.038 0.004 0.004 0.003

2.3 MULARHZIBITHIIG WIS CA199 .CEA .CY-
FRA21-1 7K Hh 35
P4 B9 175 CA199 .CEA .CYFRA21-1 7K F-7E

BITRTHEAT L, 282 57 G122 8 L (P>0.05) .
BT )R, M4 Y 1L 7 CA199 . CEA .CYFRA21-1 7K
SR TR YT T, ELG B 4L A9 1l 7 CA199 , CEA |
CYFRA21-1 7K VB & 5 TSR 4, 22 R B Se it
S (P<0.05), W4,
2.4 WYL EBEIRIT RIS W PS T4 FB AR T 4 4R
B

W40 1 PS 153 R B K 5t £ 48 AR TR T T LE
B, ERAEBASITE L (P>0.05), (75, W
21 PS PV 43 A, T B 4 5t 2t 48 A dd e, HLWL S
21 PS V43 1B A 0 0 48 B i 3 v T IR A, 2=
SHEA SR L (P<0.05), WLk 5,

x5 MABRFARTAENERRENSERERY
PEE (v £s)
Table 5 Comparison of quality of life and body mass index

between the two groups before and after treatment (x +s)

aml n A R (4)) B R B 8 (kg/m?)
PEY () BT R FEp () BT IR
WELH 51 1732026 1.26+0.13°  19.23+2.38  22.71+2.01°
YHRZL 51 1.7120.28  1.07#0.15° 18.69+2.77  21.63+2.62*
tHH 0.374 6.836 1.056 2.336
Pl 0.709 <0.001 0.294 0.022

T - 5 R 4LIRI7 AT UL, P<0.05,

3 itip

i F 4] CRC Bk = B W A I ARRE IR , & £
T2 wed R DL BREGER | A I DL S A
AR, M AL 78 PR A — R
S TR CRC BE AR — M, Bil)G 22,8
W LAY i, DUR R K RS 1 A A7 0T 42
= HoA A7 i b . FOLFOX4 64 B Ak 7 7 %8
T VR 98 41 M A RISt 8405 10 5 i, R AR R
(TR 32 P, HAEAF 3 1 SRR B 22 0 & 0T
il L At s L PRI B YA A ) s I8 A0 2 4 FH 2
e AR 5 10 B 1o

®4 WAHABERME CAI99.CEA.CYFRA21-1 KPELLE (x+s)
Table 4 Comparison of serum CA199, CEA and CYFRA21-1 levels between the two groups (x+s)

_ . CA199(U/mL) CEA (pg/mL) CYFRA21-1(g/L)

) bEL () TR bELag:i) I FEL () BT e
WM EEL 51 102.37+13.01 67.29+8.11° 18.94+3.10 5.39+1.27° 7.74£1.20 3.57+0.74°
X HEZH 51 104.00£12.36 75.98+8.08" 18.69+3.02 8.65+2.44° 7.55+1.39 3.16+0.73"

tHH 0.649 5.421 0.413 8.464 0.739 2.817

Pl 0.518 <0.001 0.681 <0.001 0.462 0.006

5 FAIRYT TR, *P<0.05,
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Ranson ¥4} \APACHE [l 3743 f oG . ik EE 2020 4F 3 2 2022 4 7 bt 20 i B B A 1)
128 {51 SAP 3 AU PRERE , A4 UG 17 00 43 A TR A AR HIUS R4, Fe W4 1% D-D 5 1 i s
(8] (PT) \&B433% FLBE i B S st ] (APTT) (£F 4828 (4 5 (FIB ) /KF- .Ranson 743 \APACHE I #1431 22 54k,
M LR FEARTE SAP HE WG T B2 Wikl g , 71434 D-D \PT . APTT FIB 5 Ranson i) \APACHE 1II i
AR, R ARG A SAP 5 128 ], Horh Tl J5 RAF41 95 ] (74.22% ) , TG AN 41 33 il
(25.78%) . WiJ5 A R4 ALEF .D-D .PT .APTT .FIB ,Ranson -4\ APACHE 1T ¥F-/r % G R 420 9,
EZR AL 2#E L (P<0.05), D-D.PT.APTT.FIB .Ranson iT-43 \APACHE II iT-433} SAP £ W5 A~
K Y fE s [ % (P<0.05) . D-D.PT.APTT .FIB ,Ranson P-4} ,APACHE I #/-/3 il SAP H & A K s 1)
AUC 4351124 0.938.0.756 .0.656 .0.677 ,0.770 1 0.837(P<0.05) . D-D,APTT 4345 Ranson 435 1F 4 5¢
(r=0.337.0.273, P<0.05) ; PT .FIB ¥J 55 Ranson 1V 43-7¢ B W A0 &4 (#=0.151 ,0.054, P>0.05) . D-D .APTT
S35 APACHE 11 1433143 5 TE AR 56 (7=0.321,0.265 , P<0.05) ; PT .FIB 1 5 APACHE [l 74> JCH B AH
Ktk (r=0.133.0.063, P>0.05), %if D-D.PT.APTT.FIB . Ranson iT-4) Lk 2 APACHE Il ¥4 1RS48
I HB TR SAP (3% (0TS 0 , B D-D . APTT 5 Ranson i) . APACHE [I F/M 7 7E R I A 61k | ikt
TN SAP F8 2 a1 1 AR

[ZiA] SMEMIRA ; Ranson P43 ; APACHE 11145 D- 54 ; S I E FURE] 5 3502030 Ak st 1
it DRI (6] 5 2T 2 25 1

Correlation between plasma D -dimer, coagulation function changes and Ranson score
and APACHE 1I score in patients with severe acute pancreatitis

WANG Qi'*, MIAO Mengjun’, DONG Jiayi’

(1. Department of Gastroenterology, Beijing Shijitan Hospital, Capital Medical University, Beijing, China,
100038; 2. Department of Neurology, Beijing Shijitan Hospital, Capital Medical University, Beijing, China,
100038; 3. Daytime Department of the Seventh Medical Center, the General Hospital of the People’s Liberation
Army, Beijing, China, 100010)

[ABSTRACT ] Objective To explore the correlation between plasma D-dimer (D-D), coagulation
function changes, Ranson score and APACHE Il score in patients with severe acute pancreatitis (SAP).
Methods The clinical data of 128 patients with SAP admitted to Beijing Shijitan Hospital were collected
between March 2020 and July 2022. According to the prognosis, they were divided into the poor prognosis

group and the good prognosis group. The differences in plasma D-D, prothrombin time (PT), activated partial
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thromboplastin time (APTT), fibrinogen (FIB), Ranson score and APACHE I score were compared between
the two groups, and the diagnostic efficacy of the above indicators in the prognosis of SAP patients was
analyzed, and the correlation between D-D, PT, APTT, FIB, Ranson score and APACHE I score was
analyzed. The correlation between D-D, PT, APTT, FIB, Ranson score and APACHE 1l score was analyzed.
Results In the 128 patients with SAP, there were 95 cases (74.22% ) in the good prognosis group and 33 cases
(25.78% ) in the poor prognosis group. The creatinine, D-D, PT, APTT, FIB, Ranson score and APACHE Il
score in the poor prognosis group were higher than those in the good prognosis group (P<0.05). D-D, PT,
APTT, FIB, Ranson score and APACHE Il score were risk factors of poor prognosis in SAP patients (P<
0.05). The AUC values of D-D, PT, APTT, FIB, Ranson score and APACHE 1l score for predicting adverse
prognosis were 0.938, 0.756, 0.656, 0.677, 0.770 and 0.873, respectively (P<0.05). D-D and APTT were
positively correlated with Ranson score (r=0.337, 0.273, P<0.05), but PT and FIB were not significantly
correlated with it (r=0.151, 0.054, P>0.05). D-D and APTT were positively correlated with APACHE Il score
(r=0.321, 0.265, P<0.05), but PT and FIB had no significant correlation with APACHE I score (r=0.133,
0.063, P>0.05). Conclusion D-D, PT, APTT, FIB, Ranson score and APACHE I score can better predict

the prognosis of SAP patients, and there is a good correlation between D -D, APTT and Ranson score,

APACHE I score, which can predict the condition of SAP patient severity.

[KEY WORDS |

thromboplastin time; Fibrinogen

HORE 20 R IR R (severe acute pancreatitis,
SAP) S I PRA Ry 5 UL — 28805 , LI 17 X, i
JE AN, SAP 1 s Jit R A g 2 1 BERBOHS L 5 ORE
TR T (1 S R, 5 | B TRy #4004 S i
208 T X MR AR A S il K SRAE S iFSR A 7E SAP
Y AR L FE v A 5 RR R R SR I SR B
ZIAFRE 3N 00 4 T 1 A A AR I
/N TR AL PR 35 P A R A5 R Ak T e
PR o BT SAP B3 LK 1Y e 458 2 TH FEBE 1L
DK, 386 0 2 248 2 11 ik 0 1 A i, DT & 2 4k
RV ICHE . D- R IK (D-dimer, D-D) g 3¢
Y 2 4 35, 1 4 £ 5 Wl /K i i 7 2B I — PR S
=4, et WA N AR IR . Ao i,
¢ 111 [ 5 5} (6] ( prothrombin time , PT) | #5431 £k #5¢
1ML fif JL B 8] (activated partial thromboplastin time,
APTT) | £F 4 25 1 J& (fibrinogen , FIB ) 25 14y W )
BEIMAAFHE RENABE X LRSI A
#5845 #5¢ D-D \PT ,APTT ,FIB 5 Ranson 143 (1]
KR, VM R IG R 2 W SAP 8235 9 1 S Pl 4 it
AT HA R SL s = M Bh e br . BURIELT .

1 ARSI

1.1 — ek
FEHL 2020 4F 3 F 2 2022 4F 7 At it 4245
e WS IA 1Y 128 14 SAP H & 1 I PR EERE . 40 A bR

Acute pancreatitis; Ranson score; D - dimer; Prothrombin time; Activated partial

#E: OFF & SAP 2 Wibr e, I R 3 IE T 2
PE R, (A O R, — B A s R
S e A7 A R B Sk L A A A B I
FEVE M B K =15 58 3 4%, s AR 24 A 2 J i
K, By EB 175 5, IR A R4 D RE RS, B
BLIRFE e o 45 1 A0E 3 @ &% 24 h WA ; @Il
IRGERLEHE . HEBRbRIE . D& H>2 d; @1 M i
5 M KA By sl AR M s AL S in LA
I R BF 98 . Hoip B 71 6 (55.47% ) , & 57 14
(44.53% ) ;95 A ABIEME 45 1] (35.16% ) T A P 34
%1 (26.56% ) . 1= g 114451 30 (23.44% ) FH:Alh 19 ]
(14.84% ) . AWFIE 2 BE = 2440 BE 2% 51 & Hib 1 3
i, ZIRE R BB RES,
1.2 FORHUE

W 0 S T A SAP H I — i 1 2R R
fIE P00 AF A 5 R A WOER ACBE 24 h T FR A
R - #E LT 5 A5 (PT . APTT FIB .D-D) | IfiL &
2 SO P 200 R bR ECL 20 e 2 e/ £
YA ) L AR AR (C RN &R L& C RN
B E/AEE) A AEHE bs I R R H 0 =R ) |
AILEF .55 .Ranson 435 APACHE I ¥£43,
1.3 Sk

WA B TS 45 Rk TS R A4 Rs A
R4, WG R4 O EIRYT G ir e, HEAR IR
7 BE I B A TS N R SO B Raa Y



NTEWi SR Tl 20234E5 4 45154 4558 T Mol Diagn Ther, May 2023, Vol. 15 No. 5 - 903 -

1A I HE 5 0 1 7 R 4t (sequential organ failure
assessment, SOFA ) "L & 1l H >2 43, H FF 22 7]
¥I#=48 h,
1.4 GeiteEhbs

fd F SPSS 20.0 # A 43 Br ¥t o 8 BB
(x+s) RN AT K505 TR R DL n (%) FoR 47
2 K555 R FH Logistic 7119 43 H7 77 1% 43152 Wil SAP
BE TS M fa B R 23 ROC it 374 D-D
¥ 1.2 BE & 48 F1 Az Ranson PF 43 Xt SAP il J5 1) il
A4 ; #E 1.5 b5 5 Ranson P74 . APACHE I 1¥:
41 WY e R AT Pearson 73BT 5 A P<0.05 i 22 7% HA
gt E L,

2 &R

21 —lEN

ARG A SAP B 128 6, B 71 i, &£
57 B, 4E 1 43 ~ 70(58.64+10.26) % . 81 K $0G
&, WiE B4 95 4] (74.22% ) , Fil 5 AN K 33
(25.78%) ,
22 TG RAFAH 5 WG A R4 45 5L 5 %= 680 X
Ranson 174 .APACHE I 1743 ) 3%

filfg A R4LLEF .D-D \PT APTT ,FIB ,Ranson
W4 . APACHE 11 3V /3 3 s AP &, 25 5%
HE it L (P<0.05), W1,
2.3 N SAP B WG R T

DL SAP S35 FlJ5 1f Ol o P AR 5, DL 3R
P<0.05 455 A HAE &, 17 Logistic [F1H 437, &
D-D .PT.APTT.FIB Ranson ¥4} 5 APACHE I ¥
53310 SAP B H TG AN R I FE R R 2 (P<0.05) .
W32,
2.4 #4545 M Ranson W4 . APACHE I ¥¥-43 il
I SAP f835 AN R 1 f5 19 ROC it £k

D-D .PT.APTT .FIB ,Ranson P43 7] SAP f&
#FWUE A R A AUC 43 31l 24 0.938.0.756 . 0.656
0.677.0.770.0.837(P<0.05), WF3. K1,
2.5 ¥EIfi 5455 Ranson ¥4 . APACHE 11 ¥¥43 11
KERIHT

D-D . APTT %3 5 5 Ranson 1143 & 1FE 40 (r=
0.337.0.273, P<0.05) ; PT . FIB 4 55 Ranson 143 JC
B @ A 21 (7.=0.151.0.054, P>0.05) , D-D . APTT
43 )5 APACHE I ¥F-433F 43 & 1E 41 56 (r=0.321 .
0.265, P<0.05) ; PT .FIB ¥ 5 APACHE 1l ¥4 JCHH
AN (7.=0.133.0.063, P>0.05) .

®1 PRERFASTHESRAELREIEIRKE Ranson
W45y \APACHE [EZHIELE [n(%), (x+5) ]
Table 1 Comparison of laboratory indexes, Ranson scores
and APACHE 1I score between good prognosis group

and poor prognosis group [1n(%), (x+s) ]

J5hi Tﬁﬁigéﬂ Tﬁéﬁniiéﬂ Il P
451 1.201 0.273
3 50(52.63) 21(63.64)
I 45(47.37) 12(36.36)
(L) 45.67+10.55  50.10+14.67 1.868 0.064
¥ [l
JIER/ X s 32(33.68) 13(39.39)  0.414 0.937
PR 26(27.37) 8(24.24)
e g L o i 23(24.21) 7(21.21)
HoAh 14.(14.74) 5(15.15)
rh MR A i (x10°771) 10.75+4.70 10.39+3.85  0.396 0.693
LA (x10°77L) 1.40+1.33 1.0620.60  1.416 0.159
rh PRI 40 12.20210.30  14.03£10.76  0.869 0.386
CRBEM(mgL)  251.00£165.77 211.45+200.56 1.117 0.266
HEH(gL) 29.31+5.00 27.98+5.22  1.302 0.195
C W /R 8.91+6.44 8.13+4.78  0.637 0.525
AL (pmol/L) 272.11+105.68 378.89+110.32 4.944 0.000
4% (mmol/L ) 1.600.31 1.63+0.33  0.471 0.638
J& B [ P2 ( mmol/L ) 7.51%5.55 5.78+2.10  1.744 0.084
H 7 =& (mmol/L) 4.85+1.22 4.55£1.90  1.043 0.299
D-D(mg/L) 1.10+0.67 2.91+0.85  12.4410.000
PT(s) 13.81+1.35 14.90£2.13  3.404 0.001
APTT(s) 37.00+3.55 38.43+3.42  2.012 0.046
FIB (g/L) 5.29+1.95 6.22+0.65  2.682 0.008
Ranson 3143 (41) 3.45+0.81 444+1.80  4.277 0.000
APACHE I 743 (43)  10.20+1.56 13.4742.00  9.617 0.000

R2 HMSAP BEWEERES
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Table 3 Diagnostic efficacy of coagulation index , Ranson

score and APACHE I score in predicting adverse prognosis

of SAP patients
b cutoff AUC R FEFAE  95% CI
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APACHE Il ¥f4) >11.084F 0.837 0.788 0.737 0.762~0.897
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Figure 1 ROC curve
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Problems and analysis of clinical trials of in vitro diagnostic reagents
WU Dan*, LI Ping, YAN Feng
(Jiangxi Provincial Drug Certification and Evaluation Center, Nanchang, Jiangxi, China, 330046)

[ABSTRACT]

and accurate to ensure that the safety risks and clinical performance of the product are fully evaluated. Clinical trial

The data obtained from clinical trials of in vitro diagnostic reagents (IVD) should be true

supervision and inspection is a regulatory means to evaluate the compliance of clinical trial process and the
authenticity of clinical data. This article analyzes the typical problems found in the supervision and inspection

from three aspects: clinical trial preparation, ethical review, and clinical trial implementation, explores the deep

causes of the problems, and proposes improvement measures to standardize the clinical research.
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