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Figure(34)  Hot spot distribution of beta-lactamase genes in 10 isolates of Salmonella typhimurium
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Treatment methods of clinical specimens of normal bacteria in mNGS

LIANG Zhikun', WANG Lin', WU Yilan', WANG Mingyi’*

(1. Research Center of Medical and Pharmaceutical Bioengineering , Minstry of Health, National and Regional
Joint Engineering Laboratory for Clinical Medical Molecular Diagnostics , Guangdong Province Nucleic Acid
Molecular Diagnostics Engineering Technology Research Center, Guangdong Provincial Clinical Medical
Molecular Diagnostics Engineering Technology Center, DAAN Gene Co., Ltd., Guangzhou, Guangdong,
510665; 2. The Central laboratory of Weihai Municipal Hospital, Weihai, Shandong, China, 264200)

[ABSTRACT] Pathogen metagenomic next-generation sequencing (mNGS) can cover a wide range of
pathogens. Viruses, bacteria, fungi, and parasites can be detected at the same time. Whether the clinical samples
are successfully cultured or not, as long as they contain DNA or RNA, they can be detected. The consensus of
various experts pointed out that the infection of each site has certain clinical value, and the interpretation should
be combined with the types of different specimens and the types of pathogenic microorganisms detected.
Although the diagnostic value of aseptic part specimens is better than that of normal bacterial parts, the detection
of pathogens in samples from normal bacterial parts (such as respiratory tract, urine, open wounds, etc.) is also
essential in the diagnosis of infectious diseases. Samples of bacterial parts are complex and diverse. In order to
improve the sensitivity of the detection results, different methods will be used to process the samples without
affecting the pathogen content in the samples. In order to facilitate medical workers and scientific researchers to
understand the specific treatment methods, this article reviews the treatment of the main bacterial samples
(nasopharyngeal swabs, alveolar lavage fluid, sputum, feces, urine, dental plaque and saliva) method.

[KEY WORDS] mNGS; Normal bacterial parts; Sample processing
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A step-by-step approach for hearing loss diagnosis and its clinical practice

LIU Chang, HUANG Yanlin, WANG Anshi, ZHANG Yan, DING Hongke, ZENG Yukun, LIU Yuan,
LIU Ling, WU Jing, YIN Aihua*

(Medical Genetic Center, Guangdong Women and Children Hospital, Guangzhou, Guangdong, China, 510010)

[ABSTRACT] Objective To establish a stepwise approach for hearing loss diagnosis and apply it to
clinical practice to improve the diagnosis efficiency, reduce the testing costs, and improve the patient
management. Methods A total of 226 hearing loss patients were enrolled from January 2017 to December
2020 for genetic diagnosis. The first step of the stepwise approach used the allele-specific PCR-based universal
array to detect hot-spot mutations in GJB2, GJB3, SLC26A4 and mitochondrial DNA 125 rRNA genes. Sanger
sequencing was used as the second step to examine the comparatively common hearing loss-associated genes in
Chinese population, such as GJB2 and SLC26A4 genes. The whole exome sequencing was used as the third
step to detect hearing loss patients who were not molecularly diagnosed in the first and second steps. But for
patients with a short detection time window, the next generation sequencing can be employed directly. Results
The first step genetic testing confirmed molecular diagnosis for 14 patients (diagnosis rate 8.5% ) , the second
step genetic testing confirmed molecular diagnosis for 24 patients (diagnosis rate 15.9% ), and the third step
genetic testing increased an additional 32.4% of diagnosis rate. The diagnostic rate was 44.3% in the population
who chose to undergo direct whole-exome sequencing testing. Conclusion This study established a step-by-
step deafness genetic diagnosis strategy and applied it to clinical diagnosis and treatment. The practice effect

showed that the stratified progressive detection was more economical. However, for some deaf patients with a
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short detection time window, it is more efficient to directly perform high-throughput sequencing detection. A

clear molecular diagnosis of deafness patients can help improve patient management, improve patient

prognosis, standardize genetic counseling, and assess recurrence risk.

[KEY WORDS]

based universal array ; Whole-exome sequencing
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Figure 1 A stepwise approach for the genetic diagnosis of

L

hearing loss

g (bt A YA R | BB 25 Wl () 5
2009 55 3400725) % Z ka5 4T GIB2 HEH ¢. 35 del
G.c. 176_191 del 16bp.c. 235 del C.c.299_300 del
AT,GJB3 }:[H c. 538 C>T,SLC26A4 K:[H ¢. 2168 A>
G.c. 919_2 A>G, £k ki {& DNA 125 rRNA 3£ [H m.
1494 C>T .m. 1555 A>G H [E] A\ B 32 5L R AR S 34
A AR S S i 2 A FRAEAL
FE AR 5 M PCR 973 4145 K #.4% DNA, PCR ™~
WA M e S50 i 2428, it A VRS 48 s LuxScan
10K-B T30 Fr A (At A A BRA 7]
UG R R A T A5 R
1.4 55 KB B——Sanger U 574

X GIB2 . SLC26A4 %5 3 I 4 % X K il 38 ¥ 51)
i FH S AR A B EE U N 3, 51 W7 5 M PCR
FN A2 L SCHR 5 7 3k ) N R —
LB A BR A mIHEATIN Y . DNA I 7 45 51 H
Mutation Surveyor X {f (SoftGenetics, State Col-
lege, PA) 5 NCBI % ifj (https : /www.ncbi.nlm.nih.
gov/ ) AN AT IS FE 5 TP 9 L XS 5 4387
1.5 2 =R BB ——a A i 4 I ik

JOE AR 5 M Y L TR ZH DNA 28 3488 75 il s AT T 1T
Rl P3G 2l Ak S A & T SCRE SR
B S M B 3R 35 8 41 (Roche NimbleGen, Madison,
WI) 74 38 & 4 H br X 3819 DNA 751, H Az X k4
15 OMIM A 5 19 2 5 000 4~ #8355 A (1) 4238 41 it
X Je bR iE4S 30 bp & F XFE TR BE N &
F X8 5, BfiJ5 7€ Tllumina NovaSeq 6000 *F- £ [ i
A7 AR o {di FH NextGENe %X {41 Il J# Reads
5 N 2 % 3 A 20 (GRCh37/hgl9) 717 1% %1 L
XF o BT IR AR 5 (SNV/indels ) 50 M 7 ¥4 « 3l
Ik AR S N B A 28 080 % (EXAC | gnomAD | 1000
genomes 5 ) X = 451 A8 5 4T 13 € , 2% dbSNP,
OMIM , ClinVar, Varsome, HGMD , LOVD . Deaf-
ness Variation Database %5 22 Fl 45 2 %f £0s 48 &
D7 S5 HEAT AR, B Varsome W3 A plice AT 5K 14

(BayesDel_addAF, DANN, DEOGEN2, EIGEN,
FATHMM-MKL M-CAP ,MVP , MutationAssessor .
MutationTaster . REVEL . SIFT & GERP) 4 X 4% &
8 DR ST P RN B0 P AT e R S8 [ R A

jot 1% %= 2% 25 (American College of Medical Genet-

ics, ACMG )5 Fg Xt 1,48 S A1 D1 B0AR S3 pd 2oi 1k
HEAT4325 (PMID : 25741868) .

2 R

2.1 AR B —— B vk

165 ] B35 A 152 15— Wb L 12 W, 28
RS S8 e T A i AR S S SR 12 i
GJB2 $:H | SLC26A4 FHBUR A S 4l A s 2 &
FA T, SR AT R BRI R R A, 1 iy 4ohr
& DNA 125 rRNA 5[ m.1494 C>T [a) 5 Pk 728 5 |
1 154845 22 i 4 DNA 128 rRNA 3 m.1555 A>G
) Jo P A S, 5 LA o S B W 1 2R 25 0 R T
TR BIE LA Ao B 14 I GIB2 JEIA
SLC26A4 B[ 10t F B A 2 1) B 45 Ao i PR B0 22
SRS R R
2.2 5 RN B A ——Sanger Il 1

Kt 24451 GIB2 JEIN |\ SLC26A4 F: K BUjp 2% 5+
el aE G a2 G B, Hrb 14 41 GIB2 B HIEL
WA S A A R A4 A T 10 Bl SLC26A4 5
UL S A A 58 G226, AT iR
PREFERL, 5345 21 Bl GIB2 2N SLC26A4 3K
BRI AT, BB A = AT B
2.3 AP B —— 4 A BT AP ik

3L 05 AN H 2 RS2 T A AL A
38 I 1 o012 W, i2Wr 38 40% . 38 151 W 1ff
Ay 12 W i e o146 & i GuB2 A
SLC26A4 3£ M 48 S 8028 . 4% 24 B B 4 T2 i
I 19 AR B0 A8 S0 A T 15 AR, Horp 7 4 27
R/ EREN SR BT L W I ¥ P LR R N R
AR, ILE 2,

EMYO15A
EMYO7A
N o
~ mCDH23
) .
4 .
=

STRC
™CL
LHFPLS

B2 ®2mOINEZFERETRIE
Figure 2 Genetic spectrum of diagnosed patients with
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Value of combined detection of anti- Mycobacterium tuberculosis 1gG, IgM antibody and
LAM-IgG in the diagnosis of active pulmonary tuberculosis

HAN Wei*, CUI Junwei, HUANG Jian, PAN Yanjing, DONG Wei, GAO Panpan

(Department of Tuberculosis, the First Affiliated Hospital of Xinxiang Medical College, Xinxiang, Henan,
China, 453100)

[ABSTRACT] Objective To analyze the value of combined detection of Mycobacterium tuberculosis
IgG, IgM antibody and LAM-IgG in the diagnosis of active pulmonary tuberculosis. Methods 106 patients
with active pulmonary tuberculosis admitted to this hospital from March 2019 to July 2020 were selected as the
observation group (according to the patient’s disease changes, they were divided into three subgroups: 28 cases
in advanced stage, 41 cases in improvement stage, and 37 cases in stable stage ). In the same period, 101 patients
with inactive tuberculosis were selected as the control group, and 99 patients who had healthy physical
examination were selected as the healthy group. The levels of Mycobacterium tuberculosis 1gG, IgM antibody
and LAM-IgG in the different groups were compared. The sensitivity, specificity, positive predictive value, and
negative predictive value of single detection and combined detection of Mycobacterium tuberculosis 1gG, IgM
antibody, and LAM-IgG in the diagnosis of active pulmonary tuberculosis were calculated. Results The titers
of anti - Mycobacterium tuberculosis 1gG, IgM antibody and LAM - IgG in the observation group were
significantly higher than those in the control group and the healthy group, and the titers in the healthy group were
the lowest (P<0.05). The titers of Mycobacterium tuberculosis 1gG, 1gM antibody, and LAM-IgG in patients
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with pulmonary tuberculosis in the advanced stage were significantly higher than those in the improvement tage
and the stable stage. The titers in the stable stage were the lowest (P<0.05). The titers of Mycobacterium
tuberculosis 1gG, IgM antibody, and LAM-IgG in patients with lesions = 3 lung fields were significantly higher
than those in patients with lesions less than 3 lung fields (P<0.05). Sputum culture examination was used as the
gold standard. The positive rate of sputum cultures in 106 patients was 37.74% (40/106). The sensitivity,
specificity, positive predictive value, and negative predictive value of the combined detection of I1gG + IgM +
LAM-IgG in the diagnosis of active tuberculosis were 92.50%, 98.46% , 94.87%, and 95.52%, respectively. The
efficacy of combined examination in the diagnosis of active pulmonary tuberculosis was significantly higher than
that of the three were detected independently (P<0.05). Conclusion The combined detection of
Mycobacterium tuberculosis 1gG, IgM antibody and LAM -1gG can improve the diagnostic efficacy of active

pulmonary tuberculosis, and its positive expression rate is closely related to the severity of the patient’s illness.
[KEY WORDS] Mycobacterium tuberculosis 1gG; IgM antibody; LAM - IgG; Active pulmonary

tuberculosis
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15 min 5% [, 8 45 B & O A 2] BACTEC
MGIT 960 35 7248 b f7 35 5%, W & 42 d, SCHT I
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Table 1 expression of Mycobacterium tuberculosis IgG, IgM antibody and Lam IgG in different populations (n(%)]
1eG IeM LAM-IgG
bl n
BH BAE FH iR P RS

WLEE 106 37(34.91) 69(65.09) 45(42.45) 61(57.55) 38(35.85) 63(64.15)
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K2 AEGKSEENERMEZEE SRS BT E 126G [gM HLiE K LAM-1gG RiXER [(n(%) ]

Table 2  expression of Mycobacterium tuberculosis IgG, IgM antibody and Lam IgG in patients with active pulmonary
tuberculosis at different clinical stages [n(%) |
1eG IeM LAM-IgG
20 n g g g
FH 4 B FHE B P B
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Table 3 expression of Mycobacterium tuberculosis IgG, IgM antibody and Lam IgG in patients with active pulmonary
tuberculosis in different lesion areas [1(%) ]
1eG IeM LAM-IgG
251 n
FHAE Bk FHAE Bk FHAE Bk

Jpg k=3 fili ip 69 63(91.30) 6(8.70) 60(86.96) 9(13.04) 66(95.65) 3(4.35)
g kb<3 il 37 25(67.57) 12(32.43) 21(56.76) 16(43.24) 27(72.97) 10(27.03)

P! 14.818 12.188 11.512

Py <0.001 <0.001 <0.001
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Promotion of CK18-M30 and endotoxin in non-alcoholic fatty liver disease in rats
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[ABSTRACT] Objective To investigate the promoting effects of CK18-M30 and enterotoxin in the
transformation of non -alcoholic fatty liver disease (NAFLD) into non-alcoholic steatohepatitis (NASH) in
rats. Methods Twenty-six rats were randomly divided into three groups: NC group: normal diet; NAFLD
group: high - fat diet for 8 weeks; NASH group: high - fat diet for 12 weeks. Serum ALT andAST were
measured by biochemical analyzer. Serum endotoxin (ET) were detected by spectrophotometry. Serum IL-18
and CK18-M30 were detected by ELISA. Intestinal flora was analyzed by RT-PCR. Histopathology of liver and
terminal ileum were observed by HE staining. Results Compared with the NC group, the small intestinal

mucosal structure was damaged from mild to severe in the NAFLD and NASH group. Serum ET, CK18-M30,
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the degree of hepatic steatosis, NAS and the counts of Escherichia coli in the NAFLD and NASH group rats
were significantly higher than those in the NC group, while the counts of Bifidobacteria and Lactobacillus
were significantly lower than those in the NC group, the difference was statistically significant (P<0.05).
Serum ET, CKI18-M30, steatosis degree and NAS in the NASH group were significantly higher than those in
the NAFLD group, the difference was statistically significant (P<0.05). The serum ALT, AST and IL-18 in
the NASH group were significantly higher than those in the NC group and NAFLD group, the difference was
statistically significant (P<0.05) , but there was no difference between the NAFLD group and the NC group
(P>0.05). Correlation analysis showed that ET was positively correlated with Escherichia coli, 1L-18, ALT,
AST and NAS (P<0.05) , and negatively correlated with Lactobacillus and bifidobacteria (P<0.05). CK18-
M30 was positively correlated with ALT, AST, IL-18 and NAS (P<0.05). Conclusion NAFLD rats have

enterogenic endotoxemia in the early stage, and the damage of the intestinal barrier may be the initiating factor

for the increase of endotoxin. CK18-M30 may serve as an important factor in NASH prediction.
[KEY WORDS] Intestinal flora; Endotoxin; NAFLD; CK18-M30
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Figure 1 Pathological changes of liver of rats in each group
(HE,x400)
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Figure 2 Pathological changes of small intestinal mucosa of

rats in each group (HE,%400)
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Table 1 Comparison of serum transaminase ,endotoxin ,IL18 and CK18(M30)of rats in each group (x+s)

| n ALT(IU/L) AST(IU/L) ET(pg/mL) IL-18(ng/L) CK18-M30(IU/L)
NC 4 6 47.69+10.39 140.67+13.27 4.28+1.65 85.238.61 113.33%15.19
NAFLD #H 12 50.58+12.63 156.75+13.19 15.43+4.64° 88.61£9.63 125.7512.51°
NASH 41 8 92.62+15.42° 215.13+29.74" 42.31£8.01* 120.38+13.76" 143.87+14.66"
FAi 1.231 1.512 20.361 1.651 1.348
PIH 0.005 0.013 0.001 0.017 0.003

75 NC 41 He4,*P<0.05; 5 NAFLD 4 [ 4, "P<0.05,
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R2 BEMEREHEMZEER NASHILR (v+s)
Table 2 Comparison of hepatic steatosis degree and NAS of

rats in each group (x+s)

JiE AR PR P2

il NAS
0 1 2 3
NC 4 6 6 0 0 0 0.40 +0.54
NAFLD 4 12 0 8 3 1 1.58+0.67"
NASH 21 8 0 0 3 5 4.67+0.71"
F1a 1.381
Py 0.003
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Table 3 The results of intestinal flora in rats were compared

(x+s)
4l ; KA UEZ T 1R R FLERA R
(mmol/L) (mmol/L) (mmol/L)
NC4 6 8.41+0.96 0.23+0.65 8.38+0.72
NAFLD 12 9.54+0.69' 8.36+0.57" 7.3320.49°
NASH4H 8  10.27x0.75" 6.53+0.69" 5.69+0.58°
F1H 13.352 15.618 14.837
PAH 0.000 0.001 0.001

5 NC 4 #8 ,°P<0.05 ; 5 NAFLD 41 b #¢ ,"P<0.05.,
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Table 5 Correlation analysis of CK18-M30 with ALT \AST .
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ALT AST 1L-18 NAS
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Table 4 Correlation analysis of intestinal flora with endotoxin and liver fat chang

Wi KGR FLERAT E WU AT 15 IL-18 ALT AST NAS
) i P{E Ml PAE i Pl P Ml PIH i PMH Ml PME
ET 0.593 0.001 —-0.814  0.003 —-0.683 0.001 0.675 0.000 0.766 0.000 0.859  0.001 0.781  0.000
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Relationship between serum PCT, IL-6 and TNF - o and myocardial zymogram in patients
with myocardial infarction complicated with pulmonary infection and its clinical value

LIU Jiangbo', ZHAO Xiaoning', YAO Mingyang', RAN Qian', CHOU Ruili*, ZHANG Jinying’, LIU
Zhiyuan'*

(1. Department of Cardiology , Nanyang Central Hospital, Nanyang, Henan, China, 473000; 2. Department
of Gastroenterology, the First Affiliated Hospital of Nanyang Medical College, Nanyang, Henan, China,
473000; 3. Department of Cardiology, the First Affiliated Hospital of Zhengzhou University, Zhengzhou,
Henan, China, 450000 )

[ABSTRACT] Objective To explore the relationship between serum procalcitonin (PCT)
interleukin-6 (IL-6) , tumor necrosis factor - a (TNF - a) and myocardial enzyme spectrum in patients with
myocardial infarction and pulmonary infection. Methods From June 2017 to June 2019, 160 patients with
acute myocardial infarction (MI group) in Nanyang Central Hospital were selected as the study objects.

According to whether they were combined with pulmonary infection, they were divided into two groups: the
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combined infection group (n=42) and the single MI group (n=118). Another 80 healthy people who had
experience in our hospital at the same time were selected as the control group. The levels of serum PCT, IL-6,
TNF-a, AST, LDH, CK and CKMB were measured in all subjects. The relationship between serum PCT, IL-6,
TNF - aand myocardial enzymes in patients with acute myocardial infarction and pulmonary infection was
analyzed by Pearson correlation. The working characteristic curve of subjects was used to analyze the effects of
serum PCT, IL-6 and TNF-a levels on myocardial infarction and the diagnostic value of pulmonary infection.
Results The levels of PCT, IL-6, TNF-a, AST, LDH, CK and CKMB in the MI group were significantly
higher than those in the control group (P<0.05). The serum levels of PCT, IL-6 and TNF-« in the patients
with infection were significantly higher than those in the control group (P<0.05). There was no significant
difference in sex ratio, age, smoking history, drinking history, serum AST, LDH, CK and CKMB between
the two groups (P>0.05). Pearson correlation analysis showed that in patients with acute myocardial infarction
and pulmonary infection, serum PCT, IL-6, TNF-a and AST, LDH, CK, CKMB all showed significant
positive correlations (P<0.05). The ROC curve showed that the levels of PCT, IL-6, and TNF-ahad certain
value in the diagnosis of pulmonary infection in patients with acute myocardial infarction (P<0.05). The AUC
of PCT + IL-6 + TNF-a sensitivity and accuracy of combined detection were higher than those of PCT, IL-6
and TNF-a alone (P<0.05). Conclusion Serum PCT, IL-6 and TNF-a are highly expressed in patients with
acute myocardial infarction complicated with pulmonary infection, which were positively correlated with

serum myocardial enzyme spectrum, and the combined detection of serum PCT, IL-6 and TNF-a could

improve the accuracy of diagnosis for pulmonary infection in patients with acute myocardial infarction.
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Effects of intracranial infection of different types of pathogenic bacteria on the levels of
NSE, NLRP3 and HBP in cerebrospinal fluid after craniotomy in elderly patients with ce-
rebral hemorrhage

ZHANG Renjing, HUANG Yanxia, DENG Yunxin, CHEN Dechang*

(Department of Critical Medicine, Ruijin Hospital Affiliated to Medical College of Shanghai Jiao Tong
University, Shanghai, China, 201821)

[ABSTRACT] Objective To investigate the value of intracranial infection of different types of
pathogenic bacteria on cerebrospinal fluid neuron-specific enolase (NSE) , nucleotide-binding oligomerization
domain - like receptor protein 3 (NLRP3) , and heparin - binding protein (HBP) after craniotomy in elderly
patients with cerebral hemorrhage. Methods A retrospective selection of 116 elderly patients with cerebral
hemorrhage craniotomy in our hospital from August 2019 to October 2021 were divided into 35 patients in the
infected group and 81 patients in the non-infected group according to whether they had complicated intracranial
infection after surgery. The basic conditions of the two groups of patients were compared, the expressions of

NSE, NLRP3, and HBP in the cerebrospinal fluid after the operation were measured and analyzed. Logistic
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regression was used to analyze the factors affecting the intracranial infection after the craniotomy of the elderly
with cerebral hemorrhage. After lumbar puncture was performed to collect cerebrospinal fluid, and pathogenic
bacteria were cultured. The postoperative cerebrospinal fluid NSE, NLRP3, and HBP levels of patients with
different types of pathogens in the infection group were compared, and ROC curves were drawn to evaluate the
diagnostic value of NSE, NLRP3 and HBP levels in cerebrospinal fluid for intracranial infection. Results The
postoperative cerebrospinal fluid NSE, NLRP3 and HBP levels in the infection group were higher than those in
the non-infection group (P<0.05). Logistic regression analysis showed that the levels of NSE, NLRP3 and HBP
were independently correlated with intracranial infection after craniotomy in elderly patients with cerebral
hemorrhage (P<0.05). A total of 42 pathogenic bacteria were isolated from 35 elderly patients with cerebral
hemorrhage and intracranial infection after craniotomy, among which, Gram - negative bacteria accounted for
45.24% and Gram-positive bacteria 54.76%. The levels of NSE, NLRP3 and HBP in cerebrospinal fluid of elderly
patients with intracranial gram-negative bacterial infection after craniotomy were significantly higher than those of
patients with gram - positive bacterial infection (P<0.05). The ROC curve showed that the combination of
cerebrospinal fluid NSE, NLRP3, and HBP had the highest AUC value in diagnosing intracranial infection after
craniotomy in elderly patients with cerebral hemorrhage, and the diagnostic efficiency was good. Conclusion
Cerebrospinal fluid NSE, NLRP3, and HBP were significantly increased in elderly patients with intracranial

infection after craniotomy with cerebral hemorrhage. The detection of the above indicators is helpful for the

diagnosis of intracranial infection and the identification of gram-negative and gram-positive bacterial infections.
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ML FARBT A ARG ] R E M L, 2 5% BSR 1T
=X (P>0.05), WFEI1,



TR ST 4eE 2022461 0 5144 4511 T Mol Diagn Ther, January 2022, Vol. 14 No. 1 - 25 -

x1 MABFERBERIEE [(2(%)]
Table 1 Comparison of basic information between the two

groups [n(%) ]

L R 4 1 R

ek (n=35) (n=81) )f{ﬁ PiH
PE B 22(62.86) 52(64.20)

4% 13(37.14) 20(35.80) 010 08N

AEH (%) 60~70 11(31.43) 38(46.91) 2,402 0.121

>70  24(68.57) 43(53.09)

RS 5 (kg/m®) <23 15(42.86) 47(58.02)

2.260 0.13:
=23 20(57.14) 34(41.98) 00°0.133
FAREFHL Zis 28(80.00) 63(77.78)
0.071 0.78
P 7(20.00) 18(22.22) 710.789
NInE] : 51.43) ° .
FAREFE] (h) <3 18(51.43) 56(69.14) 3318 0.060

=3  17(48.57) 25(30.86)

2.2 4L HE RS KA W NSE .NLRP3 , HBP /K
LR

JE YL 2] i R ) I M NSE \NLRP3 \HBP 7K
P TR AR E , R A SR L (P<
0.05), W2,
R2 WABEARZNE®NSENLRP3 HBP KELLE (x +5)

Table 2 Comparison of postoperative cerebrospinal fluid
NSE, NLRP3 and HBP levels between 2 groups (x +s)
45 FIEC NSE(pg/mL)

NLRP3(pg/mL) HBP(pg/L)

x4 ZEMHEMFFREHABRREERRESD S
Table 4 distribution of pathogens in elderly patients with

intracranial infection after craniotomy for intracerebral

hemorrhage
9 JE TR & (n) Fa Rk (% )

A PGB T
i S N B TR 10 23.81
i AR AT TR 6 14.29
Jili 58 5 TR AP A 3 7.14

G PR
A ¥ CO R A BR TR 10 23.81
R (351 it 9 12 4 4 K 7 16.67
TR HIE PR 4 9.52
FEMmEka 2 4.76
At 42 100

B R 5 5 W NSE .NLRP3 .HBP 7K -4 & F i
ZIRHME R B s, R A S FE XL (P<
0.05), WFs5,

®5 AREBFFEEHNRLBEKE R NSENLRP3,
HBP K F LB (v +s)
Table 5 Comparison of NSE, NLRP3 and HBP levels in
cerebrospinal fluid of patients with intracranial infection of

different types of pathogens (x +s)

By 35 10.69+3.34 104.39£12.37  32.80£10.27
YL 81 5.67+1.69 88.69x10.25 17.85£5.41
i 10.748 7.104 10.250
PiE <0.001 <0.001 <0.001

2.3 AN LT AR S P P SRR G M R 2R AT

Logistic [l 9 43 #7 , 7T 1 A J5 i B #& NSE .
NLRP3 , HBP 7KV~ 55 2 4F i 3 1 F /i A S5 /51
YL A7 A O (P<0.05) . WLF 3,

R3ZEMWH MFF AR S A R0 E A
Table 3  Analysis of influencing factors of intracranial
infection after craniotomy for senile intracerebral hemorrhage

K% B{i SE i WaldyfH ORMH  95%CI P1H
NSE 1.713 0357  23.037 5548 3.251~9.469 <0.05
NLRP3 1.674 0.320  27.353 5331 3.442~8258 <0.05
HBP 1.753 0341 26440 5774 3.675~9.073 <0.05

1 :NSE NLRP3 HBP {{H : TP HECH AL, <P H58=1, =T 4%=2,

2.4 ARG I AR S N R BB e TR
Vil

35 {5 2 AF i 4 0 LA S 0 P R G R 3y
B A2 155 SRR, e A 2 PR PR TR (7 45.24% (19/
42) B2 G PHPETRE 54.76%(23/42) , WL 4,
2.5  N[FZE A I T il N JEk Y B8 3 ik B NSE
NLRP3 .HBP /K F- [t 4%

22 A 1 A P S P R 22 B M B R

1] Y NSE NLRP3 HBP
(pg/mL) (pg/mL) (pg/L)
HECHMERE 16 12.89+3.75  113.00£15.72  40.65+13.02
HEECPEYER 19 8.84x1.74  97.14+12.11  26.19+8.07
A 4.209 3.371 4.017
P1E <0.001 0.002 <0.001

2.6 JikiF ¥ NSE . NLRP3 , HBP 7K 3F- %t i hy Ja e
2 (A

21l ROC M2k, M A S ki i NSE .NLRP3 |
HBP 7K X 2 45 1 1l T PR 5 i A Sk % 1 32 W
Wrfd, & = F B A2 W AUC I K, 2 Wil
R (P<0.05), WK1 5K 6.

100 [
80

60 ¢

R (%)

40 {1

— HBP
— NLRP3
~— NSE
— A

0 2 40 60 80 100
HESEE (%)

20 H

1 ROC f%
Figure 1 ROC curve

3 it

NSE S 4 19 fif 5C 8 i , 24 AR 70 o0 A T X
MR GE, 2 LTI TR 22 240 i PR AR #2208
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%6 &7 NSE.NLRP3 . HBP 7k 3 % fill P % S 912 B &
Table 6 diagnostic value of cerebrospinal fluid NSE, NLRP3 and HBP levels in intracranial infection

Ei=ton AUC 95%CI Z1H W E HURFE (%) FEREE (%) P1H
NSE 0.754 0.666~0.830 5.121 >7.25 wg/mL 74.29 67.90 <0.001
NLRP3 0.844 0.765~0.905 8.110 >98.97 pg/mL 71.43 85.19 <0.001
HBP 0.725 0.635~0.804 4.027 >30.73 pg/L 62.86 77.78 <0.001
BA i W 0.887 0.815~0.938 10.513 91.43 79.01 <0.001

SR Z T E M BUBREY . AR R
T2 FR AR S NG W NSE 7K SF- 1 T AR e 21
B, ARG B NSE 7K S h /5 N 8% Y 52 i [
% . NSE J2& ¥ 2 20 405 A5 10 10 45 S v A Ak 48
i, WA 05 B, 4 25 200 B 397 A , XL 5 [ 10 3K , NSE
SN R A 07 = I TR B RPN R
AN [R) i i S T 6 5, 1T 5 8 P A NSE 7K P
Fhi o X5 SCHRAR B R | I A1 | Sl A ik
P05 55 T S50 AL ST A 25 AR AL

HBP 2 3 5 T Hh s 20 it 1 ks 2 3, 7
R, A R s 20 S 0E AR BB E
YEF, 38 e a1k A hr 200 L B A% 41 A T 9k 2 41
e, 412 3 200 it PR - R B P A S 4R | (R BsE, mT
T A P R 8 P 75 A R AR A
LA, HBP 78 Jay bk e | 4= B M L 55 7 T
I FH B I B AN WG 220 ARG & B, i
I 7 A I o P Jak e £ 3 ik B W HBP =5 7K
Ry PN R R R PR 2 N JER G R T R RE
07 4 5| L I A YA R 200 ISP B B 44 T i
B Z2 08 M R 4 RSO i HBP, BEATE A3 i
FEGRVT IR A W HBP 7KF- 5 fi phy Jak e A AH G, 4n
X3 AE IR SY R, AR S A0 B M A P R R
A HBP 7K P o 2 TR IR 3, H A
R 5 R e 7 R A LG TS A 6 5 X A
W5 R, AT Ik B W WBC .GLU A5 5L 48 15
ki 5 7 HBP Xof FF Fii A S5 5 4003 ot iy ek e AT B =12
Wi B YIS RS0 .

JAE /INMATE [E 5 G338 R E S 0L Hp A 4 T 2
YEM, BT, NLRP3 J& 25 5 IS i Tz AL
N EZRAE/IME . H DR IR s, RAE
ANV S S S BN 71 B (EVTL) SRR 1Y
JIN BRUH AR 1 25 2R 8 R RE RN A 28 JE 451405 2 VT AR %
B EAE BoR , RS kA B NLRP3 57K 7R %
A 0 T R S P SR G fE B I % . NLRP3
A Bk Z PR S S5 R R4 7 51 58 A R R A 2 43
TG Ak, AT RN B AN RS e R R A

{21, {H NLRP3 AH GG AL AL 1t oA ) B, 5 2k —

WA R A A Y SRR AR S

FBtt—PARTT , % SR a5 5l
ABIFSE 3 e B, 2 A T S I T AR JS N R

2 IR B P T R Gt B8 8 R ik B W NSE L NLRP3 |

HBP 7KV 34 /5 T 85 22 QM R B & . PRI

# ¥ NSE .NLRP3 . HBP X fii A /8 4L 55 J5t 1] 4 1) 2L

AW E. HES 5 IV A oI5

2R S P 2o Toll A% 52 475 & T g ™ i 1) B2 -

RYERNAT Ko F38h , AR WE5E & B NSE NLRP3 |

HBP 1k 512 W1 28 48 i 0 1l T P90 5 /0 Pk e 1Y

AUC {ELIR 5, 7R SR VRIS TN I RIS W 4 ik

HH I F A S A R G S i A R e 2 .

BCE AN A3 T 0 0y RO BEAR T e

R S PEAIAS 4 NLRP3 S8 1R, A 12 Wi ke 5 2

M 79.01%5 NLRP3 ¥ 57 ¥ 85.19% M 22 88/N, I 0

Giitr s INZ K G2 L6 %5 18 AUCH e 5

JE N R 45 WORR S B I /N 22 S ] B AN
Z% bRl %0, Ik W NSE \NLRP3 , HBP J& % 4F

g S i T AR S A SR R A2 R bR, oA

Bl T 56 00 2 = TG R T o = TG B PR R U e, 48
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i’ ADA.LDH J% EBV-DNA %} JL 35 1% 4u Pk sz 4
¥ ZRERY IS E S

WA EXH* KM

[ E] H® B MIEFRT IR (ADA) (FLIR %5 (LDH ) & EB %32 (EBV )-DNA Xf /ML
FEYePE R AN Y 2208 (IM) B2 (. 3 BRSNS 2l AR ERBELE 2018 4F 1 A % 2021 4F
1 WA IM L 98 FIE W58 40, LA [RTHA 1 8 44K JL3E 40 B/ Xt R4 LU P4 9 iM% ADA |
LDH 7K & EBV-DNA [HH4:45 1 %, i2 ] Pearson #H5¢ 73T 75 ADA \LDH .EBV-DNA #HcM: . il
ZARH TAEFRAE (ROC) f 2R AL 45 A Fo b IM U2 Wi sl . 468 RS 411055 ADA (LDH 7K 3 Al
EBV-DNA ¥ i 2 55 T X R4, 25 54 48324 75 X (P<0.05) ; BFFE 41 EBV-DNA FH % 89.8% (88/98)
X HRA BHAEE R 5.0% (2/40) , B2 LA 25 58 G it 38 L (P<0.05) . IL¥ ADA .LDH .EBV-DNA X [H]}
EIEAI S (P<0.05) . IfiLiE ADA .LDH .EBV-DNA ) AUC T #1435/ 0.872,0.833,0.893, 451 L&
ADA \LDH } EBV-DNA ¥JBeAT 502 Wi /N AL Je itk BRAZ A0 B 220 (A5 HE) i .

[3£41i7] I35 ADA; LDH; EBV-DNA ; /)N JLAG YLk B 4 i 14 225 5 127

The diagnostic value of serum ADA, LDH and EBV-DNA load detection in children with
infectious mononucleosis

HU Jie, LI Wenbo*, ZHANG Fan

(Department 1 of Pediatrics, Lu’an People’s Hospital, Lu’an, Anhui, China, 237000 )

[ABSTRACT] Objective To explore the diagnostic value of serum Adenosine deaminase (ADA) |
lactate dehydrogenase (LDH) . and EB virus (EBV)-DNA detection in children infectious mononucleosis
(IM). Methods From January 2018 to January 2021, 98 children with infectious mononucleosis in
Department of Pediatrics, Lu’an people’s Hospital, Anhui Province were selected as the research group, and 40
healthy children who passed the physical examination during the same period were selected as the control group.
The levels of serum ADA, LDH and the positive detection rate of EBV-DNA were compared between the two
groups. The correlation of serum ADA, LDH and EBV-DNA was analyzed by Pearson correlation. and the
diagnostic efficacy of each index was evaluated through the receiver operating characteristic (ROC) curve.
Results The serum levels of ADA, LDH and EBV-DNA in the study group were significantly higher than
those in the control group (P<0.05) ; the positive rate of EBV-DNA in the study group was 89.8% (88/98) , and
the positive rate in the control group was 5.0% (2/40) , the difference between the two groups was statistically
significant (P<0.05). Serum ADA, LDH and EBV-DNA were positively correlated (P<0.05). and LDH was
also positively correlated with EBV-DNA (P<0.05). The AUC areas of serum ADA, LDH, and EBV-DNA
loads were 0.872, 0.833, and 0.893, respectively. Conclusion Serum ADA, LDH and EBV - DNA load
detection can effectively diagnose infectious mononucleosis in children, and it is worthy of popularization.

[KEY WORDS] Serum ADA; LDH; EBV - DNA load; Infectious mononucleosis in children;

Diagnosis
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A% e P B A1 it 3% 225 (Infectious mononucle-
osis, IM) /& [A J& 4% EB % & (Epstein Barr virus
EBV) i 5 YL A FRME , 28 T ME &
JLEE™ PG4k 90% 2245 N Bkt EBV, 1%
AR L Z N 4~15d, AL AZ 10 d, HZE
ol YL H AU EEGERER , R /N A A
IM. & A T g 58 12Tk 2 245 i 5K Ay AL 78D TM T PR
CEIRAE”, [RI BRI AT A I R, A1 i S
AU AH A Stk AR = Stk . AR IM 2
2 HRYEH 28085 WG RAF A& B dun] &4
REIMZEAAE ST AE , fa B B H AR S 4
JRLR B S AR SRR et 2t B I SR R R B
LI 191 AR AN LU S AARAIE ) Z2 A AL i TML I IR 12
Wi . 4TSk EBV-DNA KN 3238 H T IM Y
W, AT bR R A B R U E S R A e B
B EBV RIS RIS , 76 EBV e BT, i JLAL
TR g 2R e AR BE BB = A A N B AR sl S e TR
Y6 S BCR BIHUAEIN A I IR R IR R E
X IM HAT 2K ge i A i b RAA EE R .
T 1% 2 i ( Adenosine deaminase, ADA) J&—Fh 5 T
S A 5 1) A R SR8 A DG AR IR A R e , 17 LI It
Sl (Lactate dehydrogenase , LDH) &% 574 fl
AR g ST 0 W Y 5 N (1
ADH 2 LDH # 1 BIL BT IR b >
5 EBV-DNA &l & IfiL 3§ ADH LDH 45 [7] i iz ]
T IM Wt . AHF LR =38 X IM 192 T34 aE
DL = IM W SC B =2 WK, 5T .

1 ABSHE

1.1 — R

PEHUZ BN NRER LR 200841 H &
2021 4F 1 F AL YL Az 20 s 20 8L 98 BilVE
A, VUSR] AR G e R L 40 A A 0t R
. WA 5701, 2 41 B, FH4FERS (5.84+1.76)
% XTI 5B 23 19, L 17 ), XA IS (5.74+1.91)
% AR — R LR, 22 RGP
0.05) . AT AR BEBEACTIZS 51 23 At ifERT
1.2 2WitrifE

A QL FZE M 1 EB o 85 8% Y A OC8R
I3 I B RN TR ) T /N JLAT et
2 M3 225 AR, I R 30 & 4 A e Bk A4
R ETUMR UL 25 i A0 ] S PR A L 40 L LG 61 =0.10
R Y it < Y (T

1.3 PAFIHEBR bR UE

PABRAE : OFIZ R/NLIM . IR IM 2 bR
HEATR a . BB LE A BRI i o 9 S e i e
e ML = HRAE” s MOk EL 4 oK SRR
b ILH B A o, AR £ 78 (40 42
Hh 5 7S I L A4 i & X6 LR 5 5.0 10°/L B bk L 4
5 50% LA b o o I VE A G BT IR K A B OR T
EBV-CA-IgG Hifk & EBV-CA-IgM i 14 44 52 B
M#t EBV-NA-1G B , 84t EBV-CA-IgM Hi{f 2
FHMEAR 26 A1 AR, i T EBV-CA-IgM 114 5 BH
PR, ek mg S AR S N PR . WL i YE P A
R AT 72— i 5 2 [ ek EL A I A i bR ot %
KA s RIS W7 R IM T s @R 322 fil i AR AT VAT 5
QAR F WY N B G R A5 o HEBRAR U -
O FFEEERS DI RESZ 01 s @QEBV Z A1 19 2 B L
3 O HA Gy il b s H A o R LB
1.4 ik

B LZS 18 8 h #: K I 4 mL, 2 mL # & 30
min Ji7 , P4 3 000 rpm 5 # DA 5.0 10 min J5 BOL
T W, A RN 7 13 DR A Rk 4 R W) A =
1 iChem-335 4> H 3 A= 1k 4 A A S -1 il K A= 4
B A BR A 728 77 1Y QIYBO | - 5 45 4k Wy it
T 7R, 38 2 R A W I VL 2 ADA K
5 il FHFE BRI R B A R F A 19 Attune
CytPix it =X 4 A K LV e 5 AR BB A IR
) A 7= (1) DTNB 3 56 Eb o 3246 0350 &, 3l o o
ZENE LDH /K52 mL 455 20 — e DU g — 4
AT PLBE IS , N AT Ik B 40 i 0 2 9 ) kA
B0 2E 42 18 cm, 2 000 rpm 2.0 20 min Ji5 W H
MLZE, A 1.5 mL B0 %, B0 42 10 em,
12 000 rpm .0 5 min J5 & E3E, VOEE P A
DNA $EHUH, {5 FH RS 50 DUE L7 7 558 R w4
72 1000 256 5E 2 PCR AN J% 74 % 3 P il 1 25
(_F3) 52 5 4 72 19 B 72 DNA R &, 3 i 99
PCR £ A%l EBV-DNA .
1.5 GEiteFhik

K F SPSS 22.0 G it A #4753 Hr o Tt T
BELL (X +5) Fom, 4L ] XF SR FH P00 S AR AR ¢ K
55 THECFE RN DL n (%) R, AL R X HCR R 7
()KL 5 5 F8Fr 2 (8] B AH S MR H Pearson #2543
BT CFHAR S R 8L r R85 IZWIRLRE T FH 22 10
TAEFRE 4 (ROC) 43 #T . P<0.05 R =54
Gt Lo
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2 #HR

2.1 W4LEHF IS ADA LDH /K- LL A%
W52 4l ADA \LDH /K- 2 B & = T X IR 4,
ZEFAGAT R (P<0.05), WK1,
®1 WHBEMFE ADALDH KFLLE (v+s)
Table 1 Comparison of serum ADA and LDH levels

between the two groups (x£s)

215 1% ADA(U/L) LDH(U/L)
X R4 40 24.49+2.88 303.15+24.72
0I5kt 98 40.52+6.91 495.35+42.49

tHH 24.750 19.181

PiE <0.001 <0.001

2.2 Pi4liE# EBV-DNA BHPELE R 4
W41 EBV-DNA FHPES e T X 4, 22 5 A1
it EE L (P<0.05), W& 2,
*®2 THAHZEEBV-DNARMELERIEE (2(%) ]
Table 2 Comparison of the positive results of EBV-DNA
between the two groups [n(%) |

2151 %L [iRES B
bapitEEil 40 38(95.0) 2(5.0)
ol 98 10(10.2) 88(89.8)

7 1E 57.939

P <0.001

2.3 i} ADA .LDH 5 EBV-DNA 1 AH P4
1fi.7#& ADA 5 LDH.ADA 5 EBV-DNA .LDH
5 EBV-DNA ¥ & [EA1K(P<0.05), W33,

&3 I ADA.LDH 5 EBV-DNA By#8 %%
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Table 4 Diagnostic efficacy of serum ADA, LDH and EBV-DNA

WiH AUC 95%ClI I LA ABAEH U S PH
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LDH 0.833 0.688~0.978 418.76 0.604 0.818 0.796 0.001
EBV-DNA 0.893 0.808~0.979 704.43 0.630 0.898 0.950 <0.001
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Molecular typing of non-typhoid Salmonella and analysis of B-lactam resistance gene char-
acteristics in Kunming Children’s Hospital in 2020

WANG Haiping, XU Bin, HUANG Hailin, LI Jue, LI Xiaojuan, OU Xiaoyan, JIANG Li*

(Department of Clinical Laboratory , Kunming Children’s Hospital, Kunming, Yunnan, China, 650100 )

[ABSTRACT] Objective To analyze the molecular typing and drug resistance gene characteristics of
non-typhoid Salmonella strains isolated from children with diarrhea in Kunming in 2020, to provide reference
for the prevention and control of non-typhoid Salmonella infection in children. Methods The information of 41
children with salmonella infection in Kunming Children’s Hospital was collected in 2020, and the isolates were
serotyped and analyzed by pulsed field gel electrophoresis. Based on the results, the drug sensitivity test and high-
throughput fluorescence quantitative PCR detection of 3 lacamine-related drug resistance genes were carried out
on the strains. Results In 2020, the 41 cases of Salmonella infection confirmed by Kunming Children’ s
Hospital were mainly concentrated in summer and autumn, and children under 1 year old accounted for 44% of
the confirmed cases, and male children were significantly higher than women. Among the 41 isolated
Salmonella strains, 30 were Salmonella typhimurium, and some strains had higher molecular typing similarity
coefficients. The isolated Salmonella typhimurium was resistant to some penicillin and aminoglycoside
antibiotics up to 100% , and the -lactam resistance genes blaTEM, blaCTX-M3/6 and blaOXA1 were highly
expressed in the analyzed strains. Conclusions Salmonella typhimurium is the main pathogen of non-typhoid
Salmonella infection in children in Kunming. The high homology among the strains suggests that the patients
may have the same exposure source, and the drug-resistant genes blaTEM , blaCTX-M3/6 and blaOXAl are one
of the main reasons for the multiple drug resistance of the strains

[KEY WORDS] Non-typhoid salmonella; Molecular typing ; Resistance gene ; Children
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Figure 1 Characteristics of patients with laboratory

confirmed Salmonella infection
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Table 1  Serotypes of Salmonella isolates from Kunming
children’s Hospital in 2020
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PRI 2 4.88
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Figure 2 PFGE analysis of 10 isolates of Salmonella

typhimurium
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Table 1  Antibiotics resistance rate of Salmonella isolates
from Kunming Children’s Hospital in 2020 [1n(%) ]
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Figure 3 Hot spot distribution of beta-lactamase genes in 10

isolates of Salmonella typhimurium
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i 24 21+ IGFBP-1. VCAM-1. AQP3 S0k IGI B bR
TR AHOG T

EaR* FKANER éﬁgﬁ ﬁl&rgd]] ES4

(i E] BHK HICEIRINERR (GDM) B E G EA LU g i 2B K 725 6 8 11 1(IGFBP-1) |
M ARIBG 73 T-1(VCAM-1) KB E K 1 3(AQP3) S RKIkPT IE RS MK F . Foik EBORM
2B R BH T A0 22 B 120 1] iR 4T 0% () GDM (835 (GDM 21 ) % [) 399422 3% 43 W 1) 80 {5 T ot 1 %
(f R B2 ) MR Z iR E . )5 WEE IR B0 20 1 o, KT T b 48 1 4 32 38 % IGFBP-1.,VCAM-1 |
AQP3 FE X 35 22 7 W R 5 R IRPUIE B (HOMA-IR) B 1% B 40 Mu DI BEFE 5L (HOMA-B) /K °F- , 4 Pearson
AT Al GDM % IGFBP-1 . VCAM-1,AQP3 J: K £ 15 5 R 5% FAEARAI M G, % GDM 4IA R
TR ARAS Ja 2 A 5 B LA A 485 J TE 5 2 B 235 Jmy S v L I 2, 4 i) G 58 A T 4 iR 435 sy 3IF 24 1) TGFBP-1
VCAM-1.,AQP3 3 [H Fik 2 57 , 4 Spearman #1553 17 PF4i GDM & # IGFBP-1,VCAM-1,AQP3 LA %
K G AL YRES )R Z M AHOCE . 53R GDM 4 i 4 44 21 IGFBP-1., AQP3 1) mRNA A1 Xf & 5 & K&
HOMA-B /K- 5 ZAIG T e xf B 2H , VCAM-1 1Y mRNA A% 155 . HOMA-IR 7K - i 25 85 T flt e xof i
M, 2% 5 A et 222 L (P<0.05) ; £ Pearson HHIC/rHT , GDM 4H 35 IGFBP-1, AQP3 11y mRNA AH XT3k
it 5 HOMA-IR ¥ B A7 A e (P<0.05) , 5 HOMA-B £ I A7 51 (P<0.05) , i VCAM-1 5 HOMA-IR
HA A 56 (P<0.05) , 5 HOMA-B &2 i #H 5& % (P<0.05) ; GDM 41 Jifi £ 41 21 ' IGFBP-1. AQP3 [
mRNA X ek (R T B B2, VCAM-1 i mRNA A 26505 & B 35 T RE Xt IR, 2 A 45
3 L (P<0.05) ; 2 Spearman A1 5& 704 , GDM 41 £ & 1T iR 45 )5 15 IGFBP-1., AQP3 Y mRNA AiX} ik
B DU I (P<0.05) , 5 VCAM-1 mRNA AHXT ik &8 B A IEAH G (P<0.05) . &t Ji#dl s
IGFBP-1 ,VCAM-1.,AQP3 X} iffi GDM H #5515 E AP M AT R4S Jm AT T o

(8] MRS S R AKHEFEAENA 1; MAEMIREMN 5 F-1; KEIEEA 3

Correlation between IGFBP-1, VCAM-1 and AQP3 in placental tissues and gestational di-
abetes mellitus

WANG Na*, ZHANG Xiaohuan, LI Yan, QIU Xuezhou, LAN Lan

(Department of Obstetrics, Nanyang Central Hospital Affiliated to Zhengzhou University, Nanyang, Henan,
China, 473000)

[ABSTRACT] Objective To explore the relationship between insulin - like growth factor binding
protein-1 (IGFBP-1) , vascular cell adhesion molecule-1 (VCAM-1) and aquaporin 3 (AQP3) in placental
tissues and insulin resistance and pregnancy outcomes of patients with gestational diabetes mellitus (GDM).
Methods A total of 120 GDM patients with singleton pregnancies (GDM group) and 80 patients with normal
glucose tolerance who received delivery during the same period (healthy control group) were selected as the
research subjects. 1g placental tissue was collected after delivery, and the gene expressions of IGFBP-1, VCAM-1
and AQP3 and levels of homeostasis model assessment of insulin resistance (HOMA -IR) and homeostasis

model assessment of B -cell function (HOMA -B) were detected and compared between the two groups. The
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correlation between gene expressions of IGFBP-1, VCAM-1 and AQP3 and insulin indicators in GDM patients
was evaluated by Pearson correlation analysis. According to the occurrence of adverse pregnancy outcomes in
GDM group, they were divided into the normal outcome subgroup and abnormal outcome subgroup. The
differences in gene expressions of IGFBP-1, VCAM-1 and AQP3 were compared between different pregnancy
outcome subgroups, and the correlation between gene expressions of IGFBP-1, VCAM-1 and AQP3 and
pregnancy outcomes in GDM patients was evaluated by Spearman correlation analysis. Results The relative
mRNA expression of IGFBP-1 and AQP3 and the level of HOMA- in placental tissues in the GDM group were
significantly lower than those in the healthy control group, while the relative mRNA expression of VCAM- 1
and the level of HOMA -IR were significantly higher than those in the healthy control group (P<0.05). The
Pearson correlation analysis showed that the relative mRNA expressions of IGFBP-1 and AQP3 in the GDM
group were negatively correlated with HOMA-IR (P<0.05), and positively correlated with HOMA-B (P<0.05).
However, VCAM-1 had a positive correlation with HOMA -IR (P<0.05) , and a negative correlation with
HOMA-B (P<0.05). The relative mRNA expressions of IGFBP-1 and AQP3 in the placental tissues in the GDM
group were significantly lower than those in the healthy control group, while the relative mRNA expression of
VCAM -1 was significantly higher than that in the healthy control group (P<0.05). According to Spearman
correlation analysis, pregnancy outcome in the GDM group was negatively correlated with relative mRNA
expressions of IGFBP-1 and AQP3 (P<0.05) , and positively correlated with relative expression of VCAM-1
mRNA (P<0.05). Conclusion IGFBP-1, VCAM-1 and AQP3 in placental tissues are of great significance for
evaluating insulin resistance and pregnancy outcomes of GDM patients.

[KEY WORDS] Gestational diabetes mellitus; Placental tissues; Insulin - like growth factor binding

protein-1; Vascular cell adhesion molecule-1; Aquaporin 3; Insulin resistance; Pregnancy outcomes

UF % 399 4% JR 5 (gestational diabetes mellitus, S,
GDM ) 2 48 I O 399 H B0 a2 vk A 30140 4 250 Bl AS T h i b s
@ )Eiaﬁf%ﬂﬁ;ﬂiiﬁ ‘}\73?%[3‘/]’@??%7@ 1 EREEE
TG R E RN R LIt REZ—"". Fig
Wr B35 T X B G R SO PR BRI IR &5 R A 1.1 — R

EWMHELE R L HAT, InKE X GDM & Ji5 Al
PR AR T B, %08 S 22 R AR 3 30 e
B BT SR B A ML D B R A A O R R
H K A F 45 4 2 A 1 (insulin-like growth factor
binding protein-1, IGFBP-1) )" iZ f# £ N\ A 45 41 41
N, AT A A ) 20 A A A 3 B K A, FE iR 2
HAP R ERIETRILERK AT EA B VK
U M5 40 M AL B 43 T -1 (vascular celladhesion
molecule-1, VCAM-1) J& i BR 2 11 M 52 I P Y
S — 01, AT A T 2 RRORG B, AT S i
B AT RE Az 451 . K B & 11 3 (aquapo-
rin 3, AQP3) T E KK T 4l 4lrh , 77K FH il
ol 2 SR, B N AMIFIE & L HOK 5 32K
HHEA R EMCEY, HL FERE R S5 GDM
Jo 5 3R AR S AT IR 45 ] A 0GB TR UL AE G i
B WL, AN 5 o GDM 8 & i £ 41 81

IGFBP-1.,VCAM-1.,AQP3 5 [ &%) Z LT M U YR 45
JR X FR, B GDM 2 FyR T 3R AHT

PEHL 2018 4F 6 A & 2020 4F 6 A T AN K
B Je8 T BH T s B B £ B O 43 168 1Y 120 4] GDM
B (GDM 4) , 9 Abr ik . DFF & GDM 2 Wi br
HE s QHR S A AT IR 5 B PR AT K Ax 78
SEAEH o HEBR bR E - QO U U T AR AR R
QB M I FEFEIG & ; QO N EFIREA & ; Dl
PR BORE Bl O XU B LA b A IR
© G I 4 W 19155 R0 4 Ui 20T HHOIR B T e R
S AT IR A I K e # s D BA G st % S0 B0
o BEAILE IR 2 52 4 U 1) 80 fBDAR itk 1 H
H M REXT G4 . GDM 414E 1 35~66 %, TF-H4F
% (47.90+4.25) %, 44 5t 15 45 %1 (Body Mass Index ,
BMI) 19~26 kg/m®, *F- ¥ BMI (22.36+2.47 ) kg/m’;
{EE X R AR I8 34~65 %, 4R (47.21+3.14)
% ,BMI 20~26 kg/m’, -2 BMI(23.01+3.14)kg/m’.,
P Z & F R BMI LB 2 5 LR 2B X
(P>0.05) , LA AT Lo . ASHIF 5T © 345 B B 46 34
Z st A A A B S R
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1.2 ik
1.2 AALdEbrA I

NG H F LR KR S O A 8
- AB040 4= H 3 A= b 7 A A RN T 8% i 74
ARA RS 7)) 6 2 1 g % 2% /K- (fasting insulin,
FINs) 7K ¥, 18 1 [ 13 2R i 52 PEAR SR T T3
Jik 5 2 K PT 8 £ (homeostasis model assessment
of insulin resistance, HOMA-IR) , i 5 B 41 i ) &
8 # "™ (homeostasis model assessment of { - cell
function, HOMA-B) .
1.22 JH#EHLGUE RS

K FH A2 2 390 Pt 53 B A TR IS I A T 28 8 i 4%
40 21 IGFBP-1,VCAM-1,AQP3 HH X £ ik i, H
LRSI RN G UL .
1.3 Gil#rk

K1 SPSS 18.0 B AF#EAT G730 Hr , T BB
M (x+5) 3R, PRZL B LLBCR A ST FEAS ¢ K 3, 2
2 ) SR FH B R 28 7 25000, et B L 25 2R
it — 25 R H SNK-q £ 5 ; A ¢ 4 >k F Pearson .
Spearman 73 Hrik , DL P<0.05 22 A Gi it Lo

2 &R

2.1 IGFBP-1,VCAM-1.AQP3 Killl 4% 5 He #5
GDM 4 Ji 741 21 IGFBP-1 . AQP3 ) mRNA
AH X R IR R IR TR N R4, VCAM-1 1Y
mRNA FHX] 3k 5 i 2 = TR I, 2 7 A
Giiteem X (P<0.05)., W#E 1,
£ 1 IGFBP-1.VCAM-1,AQP3 &M ZE R EL IR (x+s)
Table 1 Comparison of IGFBP-1, VCAM-1 and AQP3

(x+s)

21 531 n IGFBP-1  VCAM-1 AQP3
GDM #H 120 0.18+0.06  0.98+0.23  0.94%0.25
fid B X AR 20 80 0.34+0.08  0.43+0.08  1.81x0.47
A 20.334 20.561 17.001
PiE <0.001 <0.001 <0.001

2.2 R RIS HE

GDM 41 HOMA -IR 7K - i} 35 i T it 5 X} ]
41, HOMA-B /K i AR T e B4, 2 R A 4
HeFE L (P<0.05), W2,
2.3 IGFBP-1,VCAM-1,AQP3 5 i Z LI A%
P b

2t Pearson A 4311, GDM 2 . % IGFBP-1 .
AQP3 [y mRNA X % ik # 5 HOMA-IR ¥ H A
A PR (P<0.05) , 5 HOMA-B 2 1E A 67 (P<

&2 PZH HOMA-IR \HOMA-B /K FELLE (x+5)
Table 2 Comparison of levels of HOMA-IR and HOMA-$3

between 2 groups (x+s)

4151 n HOMA-IR HOMA-B
GDM 4 120 3.78+1.92 150.16+81.72
R X IR 2H 80 1.75+0.84 302.39+106.28
tH 12.201 11.426
P1H <0.001 <0.001

0.05) , Ifif VCAM-1 5 HOMA-IR HA IE A&k (P<
0.05) , 5 HOMA-B £ f A X1 (P<0.05) . W3 3.
%3 GDM &% IGFBP-1,VCAM-1.AQP3 5B &
BT K S
Table 3 Correlation between IGFBP-1, VCAM-1 and
AQP3 and insulin resistance in GDM patients

o HOMA-IR HOMA-B
15 */J\‘ " N N )
r A PAE r A PAE
IGFBP-1 -0.394 <0.001 0.314 <0.001
VCAM-1 0.484 <0.001 -0.354 <0.001
AQP3 -0.352 <0.001 0.402 <0.001

2.4 (AU Uk 45 R 0 4 (] IGFBP-1, VCAM-1,
AQP3 JEH ik % H
GDM 41 i #4121 IGFBP-1,AQP3 1) mRNA

FHONS % 3K o 25 IR T (@ BE X B 41, VCAM-1 11
mRNA A XF 250 3 o TR X A, 2 5 A
Giitef g L(P<0.05), W4,

R4 AREIRE B AE IGFBP-1,VCAM-1,AQP3 Hy

mRNA 83t RIZEELE (v£5)
Table 4 Comparison of mRNA relative expressions of
IGFBP-1, VCAM-1 and AQP3 among different pregnancy

outcomes subgroups (x =s)

21 51 n IGFBP-1 VCAM-1 AQP3
ZRSHIA 38 0102007  1.23x0.14  0.71x0.24
ERIERA 82 0.2120.06  0.86+0.26  1.05+0.26

18 8.854 8.225 6.824

P1E <0.001 <0.001 <0.001

2.5 IGFBP-1,VCAM-1,AQP3 54T Ifz4k Jay Al &1
grHr

%t Spearman A 5 53 #1 , GDM 41 B & 4T Uk 245
Jiy 5 IGFBP -1 (r=3.556) . AQP3 (r=-3.014) )
mRNA A0 Xf 3 ik 5 B A 7 AH Pk (P<0.05) , 5
VCAM-1(r=3.274) mRNA X} ¢ ik & BLA IEAH &
P (P<0.05) .

3 itig
H i, I Ri2 W GDM B 5 2475486 T OGTT,
IBE— 300 K A F 3k B 8l 3 S5 AR vE T2
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R Bt 2 JE 380, B3 A PR S IR I R o b
i, SO RS R URE IR, MO R
Z2 ] OGTT IEH , S BUZ AR 4 8 4 th Bl 12 5
Wiz HER | S g R ™ A R ik, 3
1A Wb R, T GDM 1 & ANGT B A &
Jif 38 2 A RS ] B AR 55 B LR AT 4 T 38 e 1
FEZI T, GDM B A& s, KR & AR R
WEEIG LA AN R IRSS R B E R, A
ifF 55 45 S 7R, GDM 41 Jify 4% 2 40 IGFBP-1,
AQP3 1] mRNA X} 2% 35 5t ik 25 1L T{gt X HR 4,
i VCAM-1 (1) mRNA FH Xt &35 5 g 25 5 T B X
W2 3BT R, v] RE & B O IGFBP-1 T iR #:41
SN T2 B R A R S o A0 A R G b 1)
YER, AT EHEe B G LA K A E . IGFBP-1 i1t
5 IGF L 454, -4 FLE M, AT 2 2 2 1 il 1)
3 A AT T % 3 2 20 R ) 388 0, 5 BUR 5% 90 B
ML B4R, e & S5 GDM & . A% % IGFBP-1
KB R 22 DAL i K B 2 I R R AR, LA
5 2 B 2 3RS I L /K SF R A R Tl = B A 56 9 &
IiE K& A UK . Erdemoglu 55 24 WF 58w, R )
RE 2 P BH A 4 WA P () IGFBP-1 K-, 85 5 &
B2 Wi 30 s e ) UK T 3K 97.0% , TIE
S IGFBP-1 7K V- 28 Ak 5 4T iR 45 =y (8] 47 7€ 2% V1 K
R REEFZNARAEEIEHNSKEEAN
SRR SRS EEALE , AQP3 S iR 4% h i
JEEE 1 0 —Ffr, LR XK 40T 10 is S A7 A k3 5
M, 2 8 () Y AR 5 48 T S 7K it A ) S B EE F
GDM 44 G 8% i 300 E 3 8 3 B AIG, 201 S B
AQP3 B BE 21k, VCAM-1 &I R 3 LAY P9 1 20 i
DIREB 5 b a5, He v 3 33k T S Bl 48 P 1z $id
B, SR & AP . Liang 55 5 & K
GDM 3% L35 S JF 5 1 VCAM-1 K- 5% T
A 5 18 HUIG 35 AL LR, [) B 7R GDML R 3
VCAM-1 /K5 ik . UESE GDM 4 1R Yl
PRI 5 R AP S5 B AN D RE R AT R 1 L .
LA, GDM 41 824 IGFBP-1 . VCAM-1 |
AQP3 [ mRNA X} %5 5 HOMA-IR . HOMA-B
KA UREE Jm ¥ HAT —  AH G . 5 & 3 GDM
FEo i B RIL I 85 HIG 2P IGFBP-1 (1) 61k 7K
SR BEZH TR . % 1 IGFBP-1 & AL A 3 2 B 7Y
WhRE W EEY R, FEE 5 IGF 455 & 1%
HAHHVER, 24 645N IGFBP-1 3k T BRI, I 5

(%) IGF W4 22 | JF 5 AR A2 R 254, (e gk 20 e o J32
AR, INE GDM G , I3 B KL R AT Ik
4E R kAR, VCAM-1 & — S ABE iR A, 1IE %
AFSAE TN OR IR, Y A P A0 R g 0 S
e, LA 5 6 DI RE DX, ATk I 41 it 45
55055 PN R A M R B R AEAE T . GDML R
M55 P Bz 350405 ) 3 80 VCAM-1 223559, M T 75
S 5 AP, A Ak Az BEL, W5 3R A B T RE S
LRI RAE RN . AQP3 1] & 5 2K R
TR WA, T 635 1) AQP3 A S EUIR 43 JRy T I8 /]
P20 @ N4 1 A 7 = W R = e 1 ) |
TP 1 1 [ R xR B 258 Ry A A
Zi I frit , GDM 41 & # IGFBP-1, AQP3
mRNA FI%f 35 5 5 HOMA-IR K UFiR4S M B4
TN, 5 HOMA-B 2 IEAHSEE, 1 VCAM-1 5
HOMA-IR M 4R R4 =) BA IEAH G, , 5 HOMA-B
I 00RO M I PR AT AR i L 3 58 KT T 4T iR
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PR Pk B 4Rk 9% miR-34a . FOXP1 &3k 1194H
TPk Bl A 2 X

HEF BmAeT REH' FF' Fox' £FF FA wPLE FRA

|

(¥ ZE] B BF5RIKE MK B 4 Mtk % (DLBCL ) H /N RNA (miR ) -34a . 33k HE 2 1
P1 (FOXP1) 3R ik M AH OGPk Rl R o A iE B4 2018 4F 2 A % 2019 4F 7 3 M 1) £ 3k M w7 o
O 5 Bt 95 BT 12 19 DLBCL 20 21 79 {51 1 s 7 1 34 A= ik B 25 41 2 60 1], SR FH %€ ) 7€ it PCR £ 1l miR-
34a [ F 3K 7K | western blot I FOXP1 1) 3% ik 7K -, 43 B miR-34a 5 FOXP1 A1 &% o Fifi 175 343
B A 7] miR-34a . FOXP1 3R A ) DLBCL &35 L RAEAIE NN Z R . 53R  DLBCL 44 miR-34a
B 22 3 7P AR T 5 Rz P 38 A b B S5 4 20 FOXPY Y 3R Ik 7K T I W M AR R B S5 4, 2 e 4
P2 & X (P<0.05) ; DLBCL 41 #1111 miR-34a 5 FOXP1 EL£7 £ #H ¢ ¢ & (r=—0.528 , P<0.05) ; 5 Iifi K 4%
) 1~1 3 .LDH iF % .IPL T4 0~1 43 . GCB /% DLBCL 4 41 [L 4, Il R 43 #30 I~ IV 359 . LDH F} & L IPI
PE43=2 43 \Nom-GCB W % DLBCL 4121 H1 miR-34a [ #E 35 7K - I 1 FEAIC . FOXP1 B33k /KA i i 22
S G X (P<0.05) s miR-34a F kK =P 80K DLBCL £ % JC it J& A= 77 1) (8] $¢ miR-34a 3 ik
JKSF- < 3 1 /) DLBCL & # 4t K , FOXP1 & ik /K °F- =" {3 $0 ) DLBCL & & 7o ifF J& A= 77 i) ] 4%
FOXP1 R A /K F-< i 4% DLBCL B & 4/ . 4518 miR-34a K385 .FOXP1 = 3% i5 5 DLBCL (¥
s BT S R G AL K

[SIA]  oRIBM: K B 4HMLIM 008 5 73/ RNA-34a; ULAERE [ PL

Correlation and clinical significance of miR-34a and FOXP1 expression in diffuse large
B-cell lymphoma

CHEN Siyan', YANG Lihua’*, ZHANG Lingli', DONG Shi', LI Yagiong', GONG Jichang', LUO He',
WEI Zhonghua', LI Xianli'

(1. Department of Hematology , Dazhou Central Hospital, Dazhou, Sichuan, China, 635099; 2. Department
of Laboratory, Dazhou Central Hospital, Dazhou, Sichuan, China, 635099 )

[ABSTRACT] Objective To study the correlation and clinical significance of microRNA (miR)-34a
and forkhead box protein P1 (FOXP1) expression in diffuse large B - cell lymphoma (DLBCL). Methods
From February 2018 to July 2019, 79 cases of DLBCL and 60 cases of reactive hyperplasia lymph node tissues
confirmed by pathology in our hospital were selected. The expression level of miR - 34a was detected by
fluorescence quantitative PCR, and the expression level of FOXP1 was detected by Western blot. The
correlation between miR-34a and FOXP1 was analyzed. The progression free survival of DLBCL patients with
different expression of miR-34a and FOXP1 was followed up and analyzed. Result The expression level of
miR-34a in DLBCL tissue was lower than that in reactive proliferative lymph node tissue, and the expression
level of FOXP1 was higher than that in reactive proliferative lymph node tissue (P<0.05) , and there was a
negative correlation between miR -34a and FOXP1 in DLBCL tissue; compared with clinical stage 1 ~1I ,

normal LDH, IPI score 0-1, GCB subtype DLBCL tissue, the expression level of miR - 34a significantly
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decreased and the expression level of FOXP1 significantly increased in clinical stage Il ~IV, increased LDH, IPI

score=2, non GCB subtype DLBCL tissue. The progression free survival time of DLBCL patients with miR-34a

expression level = median was longer than that of DLBCL patients with miR-34a expression level <median, and

the progression free survival time of DLBCL patients with FOXP1 expression level=median was shorter than that

of DLBCL patients with FOXP1 expression level <median. Conclusion Low expression of miR - 34a and high

expression of FOXP1 are associated with the occurrence, pathological progression and prognosis of DLBCL.
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Study on the level of serum ProGRP and CYFRA?21-1 assisting the diagnosis and prognosis
of lung squamous cell carcinoma
CHEN Jun, FAN hongfeng, RUI Xiaoyan*

(Department of Respiratory and Critical Care, the First People’s Hospital of Chuzhou City, Chuzhou, Anhui,
China, 239000)

[ABSTRACT] Objective To explore the application of serum neuronal precursor gastrin - releasing
peptide (ProGRP) and cytokeratin 19 fragment (CYFRA21-1) in the diagnosis and prognosis monitoring of
lung squamous cell carcinoma. Methods A total of 102 cases of lung squamous cell carcinoma admitted to the
First People’s Hospital of Chuzhou City, Anhui Province from January 2017 to December 2019 were selected
as the observation group, and 38 patients with benign lung lesions in the same period were selected as the
control group. The diagnostic value of ProGRP and CYFRA21-1 in lung squamous cell carcinoma was analyzed.
102 patients with squamous cell carcinoma of the lung were followed up for 2 years to compare the survival of
patients with different expressions of ProGRP and CYFRA21-1. Results The levels of ProGRP and CYFRA21-
1 in the observation group were significantly higher than those in the control group (P<0.05). The ROC curve
showed that the AUCs of ProGRP and CYFRA21-1 in the diagnosis of lung squamous cell carcinoma were
0.779 and 0.808, respectively. The high expression rates of ProGRP and CYFRA21-1 in TNM stage Il ~ IV
patients with lymph node metastasis and invasion degree T3~T4 were significantly higher than those in patients
with stage | ~ Il , no lymph node metastasis, and infiltration degree T1~T2 (P<0.05). The Kaplan - Meier
survival analysis chart showed that the overall survival rate of patients with high expression of ProGRP and

CYFRA21-1 was significantly lower than that of patients with low expression (P<0.05). Conclusion Serum
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ProGRP and CYFRAZ21 -1 have certain reference value for distinguishing lung squamous cell carcinoma from

benign lung lesions, judging the stage, degree of invasion and lymph node metastasis, and judging the

prognosis of squamous cell carcinoma patients.
[KEY WORDS]

carcinoma; Diagnosis; Prognosis
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1.4 Gile#ab

KA SPSS 22.0 kb FHECHE | 8 PR &
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M2 # TAERRE M 2 (ROC) #4743 #7 5 R H
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Wi %% 40 ProGRP . CYFRA21-1 7K F & F %I &
H,ZRA5 02 L (P<0.05), W31,
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%1 4 ProGRP.CYFRA21-1 KFLLEL (xs) 2.2 ProGRP,CYFRA21-1 X % 51 fifi i3 g 5 i 30 L
Table 1 Comparison of the levels of ProGRP and P95 78 B2 BT
CYFRA21-1 between the two groups (x +s) ROC £k #7 i/~ , ProGRP ,CYFRA21-1 iZ ¥t
éﬂjﬂ n ProGRP(ng/L) ~ CYFRA2I-1(ng/mL) TieIEs Y AUC 4351128 0.779.0.808, A AF I FUE
WEL M MEA I PoGRY T 00 nol b U0 550,
i 8.042 10.896 RSN 92.1%; 2 CYFRA21-1 (5T 4.15 ng/mL I,
il 0.000 0000 JUHURIE N 53.9% SN 97 4%, W2 1,

%2 ProGRP.CYFRA21-1 X i 848 H9 15 B 4 (B 53
Table 2 Analysis of the diagnostic value of ProGRP and CYFRA21-1 for lung squamous cell carcinoma

febr AUC B R 95%CI cut-off i Z9BEH BURME(%)  FREE(%) PAi
ProGRP (ng/L) 0.779 0.038 0.703~0.854 60.86 0.480 55.9 92.1 0.000
CYFRA21-1(ng/mL) 0.808 0.036 0.737~0.879 4.15 0.513 53.9 97.4 0.000
. S 2.4 Jiii %% $ 2% h ProGRP . CYFRA21-1 £ik 5
- 807 — CYFRA2I-1 ﬂj}éﬂ/ﬂﬂ‘é%
i 60 “ S
£ BE I % 2020 412 H 31 H, 102 {5l /5 715 48
4 40 4
i, JE T 54 6], A A7 K 47.06% (48/102) , A AF
204
Bf [E) 24 (31.92+12.67) H . ProGRP ,CYFRA21-1 5
om0 0w B FAEHRIET IR R, 2 A G575
B 1 ROC #HiZE (P<0.05), W4 K2,
Figure 1 ROC curve
F4  FHEEE BT ProGRP.CYFRA21-1 KX 5HFH
2.3 fili & BB & b ProGRP,CYFRA21-1 £k 5 (% (%))
|6 H{ﬁ}itﬁ%ﬂ: EER Table 4 The relationship between the expression of ProGRP
102 1 5 & v 66 1] ProGRP 3 35 =60.86 ng/L and CYFRA21-1 and the prognosis in patients with lung
(5 S Sk AL S A 36 B X AT K ik squamous cell carcinoma [n(%) ]
41 ; 58 il CYFRA21-1=4.15 ng/L 1 5 X W 8 % iz ProGkP CYTRAZLL
N SN N A BRIk LRk [=E o LFik
WAL, 5k 44 B 7E LK IR % 5 . ProGRP | T T o T o S s
CYFRA21-1 7 TNM J0] T~ IV 35 A5 it L 45 54 5 AAfF 18(2727)  30(83.33)  13(2241)  35(79.55)
RIEBE T3~T4BETHEEREFST 1~1 JETT 48(72.73)  6(1667)  45(7759)  9(2045)
W W AR R TINT2 A =5 A Al 20.385 32779
il X (P<0.05) . W# 3, P 000 000

%3 BlE%EE & ProGRP.CYFRA21-1 Rz 5IERFEHIERILR [(2(%) ]
Table 3 Relationship between the expression of ProGRP and CYFRA21-1 and clinicopathological characteristics in patients with

lung squamous cell carcinoma [1n(%) ]

VPR e e %‘i‘éiﬁ(n=6ap)roc}ii§i%iﬂs(n=36) ri P %‘%%it(n=§gRAi;§;%iﬂs(n=44> r P

My e e s em SED AT s

AR i ;?Ezz:g?; 36(01(0(()).)00) A4z 0000 Ziigzgi 428522) B89 0.000
s ik 40(60.61) 19(52.78) 33(56.90) 26(59.09)

AR 0.585  0.444 0.049  0.824

=k 26(39.39) 17(47.22) 25(43.10) 18(40.91)
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Figure 2 The relationship between the expression of
ProGRP and CYFRAZ21-1 and prognosis
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NT-ProBNP, CRP combined with uric acid and echocardiography in the diagnosis of cor-
onary heart disease complicated with heart failure

ZHAO Xueli*, ZHANG Dexian, WANG Yanting, LIU Tengfei

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

[ABSTRACT] Objective To investigate the diagnostic value of the N-terminal pro brain natriuretic
peptide (NT-ProBNP) , C-reactive protein (CRP), Uric acid (UA) and echocardiography in coronary heart
disease complicated with heart failure. Methods 135 patients with coronary heart disease and heart failure
admitted to the inpatient department of Beijing Shijitan Hospital, Capital Medical University from June 2018 to
December 2020 were selected as the observation group. 102 patients with coronary heart disease who were
treated in this hospital during the same period were taken as the simple coronary heart disease group. 110 healthy
subjects in the hospital were set as a control group. The levels of NT-ProBNP, CRP, UA and cardiac function
parameters were compared among the three groups and in patients with coronary heart disease and heart failure
with different cardiac function grades. The ROC curve was drawn to analyze the predictive value of NT -
ProBNP, CRP, UA levels and cardiac function parameters on the cardiac function classification of patients.
Results Comparison of NT-ProBNP, CRP, UA, LVEDV, LVESV among the three groups: observation

KRB . AHEAKFHEIL T LIZE R LT R A0 (2019-KF28)
Ve 1 FAREA K F WG R 2% E RS i d WA, 3L 100038
*BAHE A AR F A, E-mail : zhaoxueli@hjsjth.cn
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group > pure coronary heart disease group > control group, the difference was statistically significant (P<0.05).

Comparison of LVEF among the three groups: observation group < pure coronary heart disease group < control
group, the difference was statistically significant (P<0.05). Comparison of NT-ProBNP, CRP, UA, LVEDV,
LVESV in patients with different cardiac function grades: grade IV > grade Il > grade Il > grade I , the

difference was statistically significant (P<0.05). Comparison of LVEF in patients with different cardiac

function grades: grade IV <grade Ill <grade Il <grade I , the difference was statistically significant (P<0.05).
The sensitivity (989), specificity (0.993) and AUC (0.980) of NT-ProBNP + CRP + UA + echocardiographic

cardiac function parameters in the combined detection of coronary heart disease combined with heart failure

were significantly higher than the single indicator detection (P<0.05). Conclusion The combined detection of

the NT-ProBNP + CRP + UA + echocardiographic cardiac function parameters can provide a reference for

strengthening the diagnosis and prognosis of coronary heart disease complicated with heart failure.
[KEY WORDS] NT-ProBNP; CRP; UA; Echocardiography; Coronary heart disease with heart failure

T Codp 76 AR AT AT B R R R % %
Sy b AR B0 ok ok A Rl A T SR 4 A A A B L 5
KU LB I AR EIRBE Y S IR )
o b SR I DR R DL O M 0, AT R A BRAE
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JAR T ok B TS OB . N R i B Y
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NT - ProBNP) J& /it 41§ ik (Brain Natriuretic Peptic,
BNP) 2% J5 19 7 B, B 58 & LHAH 24 T BNP, 78
BB DINREAS 4 8 0 77 3 vty F A R A9 (L TR
K1, C J2 v 5 [ (C-reactive protein, CRP) | JR iR
(Uric acid, UA) 554 br 4% 5 56 .0 o 16 3 U % V)
FHOC S RO B LA OO BRE R b
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CRP UA FE 75 .0 sl LD RESE0M A, HI W
CIRA IR ) 2 B , O LG 485
T e 000 5 18 PR O T 3 R E I T S AR
AL HPE . BT

1 #RE5HZE

1.1 — R
PEHL 2018 4F 6 H & 2020 4F 12 A B # E R K

7 B b a2 3 B e A3 B &R Woie 1Y 135 i
IR IO T W B EE NS H , A
b o - D34 28 56 Bk 1 524G A 1612 R e 0 A T
1M g QB AL E AN b M R AT
KHEIY KRR AR FE EEERE OB
BERE IR IR BRI E R 3 o HEBR bR o - OBLXT L
i B s QPR ol B 1% 3 B A G YA AR
P& QA I L0 E A E O
o VAR HEATIARIT /Y 102 6 56 0 9 8 5 E R
B2l R 9 2 5 3 HCTR]3U) 110 3] {ale BRE ARG 358
XPHRZE . AR AR — TR L R
TG #E XL (P>0.05), WWE 1, AR ALLEE
FRME R SRS, I E R EC S
BB E
1.2 ik
1.2.1 NT-ProBNP .CRP }2 UA il /53

XHRAL TR 2 B el i & 00 J1 i gl I
Al A R T AR SE I HIE R 8: 00 25 5 il
BB kI 4 mL , b 2 mL B 0.109 mol/L #j#%
iR 1:9 HLEE, 3 500 1/ min &0 10 min 23 55 1. 9F -
K FH A P28 e i 46 I CRP 7K S (B AR L AU400
2 BB E AR HT AN s T i 55 B S 2 LE ik CRP A6
R ), R B L 00 kA T UA (BAK 1 3

K1 3HE—EERER [(vxs),n(%) ]

Table 1 Comparison of general information of 3 groups [ (x+s),n(%) ]

Y =]
1] n ) ()RR NYHA 52
5 & I %% I %% I %% IV %%

pUE =S4 | 135 91(67.41)  44(32.59)  72.14+5.12  7.58+1.88  31(22.96)  35(25.93) 39(28.89)  30(22.22)
PRATEL IR 102 69(67.65)  33(32.35)  71.85#4.95  7.67+1.95 22(21.57)  28(27.45) 29(2843)  23(22.55)

X RELH 110 75(68.18)  35(31.82)  71.41+4.38

Fly 0.017 0.690 0.359 0.108

P1H 0.992 0.502 0.720 0.991
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AU400 4= [ gl AR A 73 430 s A {57 A= W B 4
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BT A 1A SO e 1 i R — RO H R B
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O WL G0, U0 1T R B T simpson 25 ] £
7e 0 % Y 3K K %5 FH (leftventricular end - diastolic
volume , LVEDV ) | & 0> % I 45 K 45 B (Left
Ventricular End-Systolic Volume , LVESV ) | /& .0»
2 W 1ML 43 % (Left ventricular ejection fraction ,
LVEF) .
1.3 Giil ik

K 1 SPSS 22.0 S8 it B A 43 kA7 GE Ak B,
THEFER L (x+s) o, AN LRAT e fa e, 2
Y1) FEBCR ) F AR5 s TH BT RE A n (%)
1T ¢ K5 5 ok 3238 3 T AR Rk i 28 (ROC) ¥
i1z Wi i (8, 353 ith 2K 1 AL (AUC) , AUC {8
MR 2 W (B ; DL P<0.05 0 25 3 A S it oF

xR2

2 #R

2.1  =#{ NT-ProBNP.CRP UA /K & # 7 .[> 5l
B0 DI RES A A LA

= 4] NT-ProBNP,CRP . UA ,LVEDV ,LVESV
Fb A s WL 2l > gl el O 41 > X BR A, 25 5 B 42
A7 L (P<0.05) . =% LVEF H# . g4 <
ali e O <X MR, 22 /A S it 2 B L (p<
0.05), WLFE2,
2.2 ARELIRESTHA OG5 IO R R
NT-ProBNP ,CRP \UA 7K~ Sl 7 0 B B0 D) e 2
B0 e LA

AN TRl T BE 43 9% W) i NT-ProBNP ., CRP .,
UA .LVEDV LVESV L # : V2> %> 11 %>
I 9%, 29851258 X (P<0.05), AFELDIEE
T B LVEF Ffg: V<M %<0 <1 4,
ZSAGIEE L (P<0.05), L33,
2.3 NT-ProBNP,CRP ., UA /K J #8750 3 O
DIe S Hda bt e 0o 6 I 0 77 98 8 O DI g
Pa CORIRIE RN

NT-ProBNP+CRP+UA+# /.03 B O I g S
AL e R RN R s NV =83 e i
(0.989) \HF 57 (0.993) ,AUC (0.980) 4 2. % = T
A —JEFRGIN (P<0.05), W4 81,

=48 NT-ProBNP.CRP . UA /K E R BE LB INEES HMEE L (v +s)

Table 2 Comparison of three groups of NT-ProBNP, CRP, UA levels and echocardiographic cardiac function parameters

measured values (x +s)

2151 n NTProBNP(pg/mL)  CRP(mg/L) UA(pmol/L) LVEDV(v/mL) LVESV(v/mL) LVEF(%)
WL 135 2025.25+451.23 20.78+4.56 510.10+72.63 118.24+40.36 58.46x10.15 57.13+7.25
aE A 102 443.65+88.46" 11.65+2.14° 437.56£66.32" 89.24+37.41° 43.73+7.56" 62.41+8.67"
X B2 110 90.74+22.83" 6.42+1.45" 284.54+51.42°  78.29+22.68" 34.11+6.27" 66.14+11.08"
F1H 1610.800 643.730 375.630 43.670 266.530 64.180
P <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

T SR L, *P<0.05 5 5 B Al el g 41 HL K, PP<0.05,

*3 ARSI FHELREFF O S1RIBESE NT-ProBNP.CRP.UA KFEREBELFELINEESEIMEFE LR (vs)

Table 3 Comparison of NT-ProBNP, CRP, UA levels and echocardiographic cardiac function parameters measured values in

patients with coronary heart disease complicated by heart failure with different cardiac function classifications (x+s)

2151 n NT-ProBNP(pg/mL) CRP(mg/L) UA(wmol/L) ~ LVEDV(v/mL)  LVESV(v/mL) LVEF(%)
1% 31 1728.42+399.46 14.56£3.65 440.9765.56 90.78+27.93 45.27+7.14 65.91£9.11
%% 35 1880.34+411.41° 18.36+4.11° 489.65+71.26" 107.32+38.45° 53.25£7.88" 59.23+8.35"
1 %% 39 2111.562459.65" 21.12+4.82" 523.13+75.43"  126.44%43.57" 65.43+11.43" 54.8627.03"
73 30 2388.83+£540.24" 29.50+5.69™ 588.45£77.89™  148.69+51.26™  60.11£14.25%  48.56x4.33™
F1H 12.470 58.370 22.250 11.410 35.520 29.670
P <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

W5 T, P<0.05; 5 TR HE, P<0.05; 5 M A, P<0.05,
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&4 NT-ProBNP,CRP.UA /K K #8750 51 B 0 ThRE S B it B 0w & 70 R iB B E DI RE S R T M &
Table 4 The predictive value of NT-ProBNP, CRP, UA levels and echocardiographic cardiac function parameters in predicting

the classification of cardiac function in patients with coronary heart disease and heart failure

TS A R R AUC 95%CI ZPEAREL P1H
NT-ProBNP 0.841 0.866 0.856 0.774~0.937 0.707 <0.001
CRP 0.784 0.793 0.783 0.689~0.876 0.577 <0.001
UA 0.884 0.897 0.871 0.803~0.939 0.781 <0.001
ALY RES L 0.911 0.928 0.907 0.847~0.967 0.839 <0.001
DY 2 15 A ) 0.989 0.993 0.980 0.960~1.000 0.982 <0.001

il £k 3
—NT-ProBNP
— CRP
- UA
— AL E S
- B LR

0 0.2 0.4 0.6 0.8 Lo
1A SR

1 ROCFiuE
Figure 1 ROC prediction chart
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RAR BB R 412 160 BIE 7 RAERG AR 4 5 SR B0 8 240 fk e (oA I 5 20 A AR i) MTA . Gankyrin 25 H
IR, AT RVAE IS (PR TNM 43307 e g kb /N i B 25 56 #2414 MTAL |, Gankyrin 25 F #2351
B, R Logistic [0l V370 Mrigk 0 E R TiHEAR S PTC RIFHBE XN LR, R PTC 4 MTA1
1. Gankyrin 2 1AM 355035 5 T R R AL, 22 54 Geih2# 8 X (P<0.05) ; PTC F34< Hh MTAL & 1
PEFRIBTEAE TNM 730 R & R AR A5 58 =R B IR G B R BB EFE DI, %#ﬁf’iﬁfr%i
X (P<0.05) ; Gankyrin £ F FHPER X RERGREHNE LB I PTCHLIP R, ZRASIFE
(P<0.05) ; Logistic [A1 )13 Hr 45 5 /% , MTA1 5 14 . Gankyrin 45 [ B 235 % TNM ﬁ,ﬁﬁj@l}l,ﬂ;ﬁﬁv,ﬁﬁ%
ARG IR LA ST AR R R (P<0.05) . 4518 MTAL Kik 5 PTC MR INAT 3¢, MTAL &
[ . Gankyrin £ [ 2350 1] BE 233 K PTC BE ARG & L H 5 1 UK .

[XgEiR]  HURMRFLORE ; MR B A G R 1 1 Gankyrin 25113 B % ; # K

Relationship between the expression changes of MTA1 and Gankyrin in PTC tissues and
postoperative recurrence and metastasis

PAN Xiaopei*, QIAN Lianlian, LI Honggiang, WANG Huihui

(Department of Thyroid Surgery Division 1, the First Affiliated Hospital of Zhengzhou University,
Zhengzhou, Henan, China, 470000)

[ABSTRACT] Objective To investigate the relationship between the expression of tumor metastasis-
associated gene protein 1 (MTA1) and Gankyrin protein in thyroid papillary carcinoma (PTC) and the
recurrence and metastasis of tumor. Methods The postoperative specimens of 173 patients with PTC who were
surgically treated in the First Affiliated Hospital of Zhengzhou University from January 2017 to March 2019
were selected as the PTC group, and 160 cases of benign thyroid tumor tissue obtained by surgery during the
same period were selected as the benign lesion group. Immunohistochemical staining was used to detect the
expressions of MTA1 and Gankyrin proteins in the two groups of specimens, and the expressions of MTA1 and
Gankyrin proteins in different age, gender, TNM stage, tumor lesion size, and lymph node metastases were
analyzed. Logistic regression analysis was used to analyze the relationship between the above indicators and the
recurrence and metastasis after PTC. Results The positive expression rates of MTA1 protein and Gankyrin
protein in the PTC group were higher than those in the benign lesion group, the difference was statistically
significance (P<0.05). The positive expression rate of Gankyrin protein was compared in PTC tissues with or

without recurrence and metastasis after operation, and the difference was statistically significant (P<0.05).
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Logistic regression analysis showed that positive expression of MTA1 protein and Gankyrin protein and TNM

stage l[+IV were independent risk factors for recurrence and metastasis after surgery (P<0.05). Conclusion

The expression of MTAL1 is related to the increased malignancy of PTC, and the enhanced expression of MTA1

protein and Gankyrin protein may increase the risk of postoperative recurrence and metastasis in PTC patients.
[KEY WORDS] PTC; MTA1; Gankyrin protein; Recurrence; Metastasis

Il R b F AR B 2L Sk AR 96 (Papillary thyroid car-
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Table 1 Comparison of positive expression rates of MTA1

protein and Gankyrin protein [1n(%) ]

MTAI1 &E [ Gankyrin £ [
2H 51 n
B4 BA 4 FH 4 Bk
PTCZ1 173 118(68.21) 55(31.79) 128(73.99) 45(26.01)
R AELH 160 47(29.38) 113(70.63) 41(25.63) 119(74.38)
P! 50.144 77.788
P1H 0.000 0.000

E1 PTC4HZH MTAL,Gankyrin B BPEHEERIZE (SP,%200)
Figure 1 MTAI and Gankyrin proteins were positively
expressed in PTC tissue (SP,%200)
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Table 2 Relationship between the positive expression of
MTALI protein and Gankyrin protein in PTC specimens and
pathological characteristics and postoperative recurrence and

metastasis [7(%) ]

P n  MTAL BH?  Gankyrin FHP%

(L) =45 107 76(71.03) 84(78.5)
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Table 3 Logistic regression analysis results
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421 (STREM-1) K5 00 2 i PR Jili 58 B 4 2743 ( CPIS P43 ) £E PF M ATLAH SC P il 8 (VAP ) 112 Wi b 19 07 FH i
fH. Ak HEH2018 41 A % 2021 4F 6 A G AE T 5 = N R E B ORI K SE12 0 VAP B3 125 il fE
S RIE ST G AR I ES CT 5 08 43 WA ) 4 1 = B 97 45 ALK 3L 43 O VAP 4 56 191 5 4 VAP 4 69
B, PR T A R Bl R AR 7 K A 45 SR 5 CRP \PCT .sTREM-1 /K3 K CPIS 43, CPIS #¥4r5 CRP .PCT .
STREM-1 /K- i AH 5P 5% F Spersman 25 94 AH 34317, 7R 32 10 55 57 i 2 (ROC) il 28 1FA it s b 7
5 CRP PCT ,sTREM-1 7K -}z CPIS 7¥43-%f VAP 2z . 8558 VAP 41855 CRP .PCT .sTREM-1
AR B TR VAP 4, 22 34 it 75 L (P<0.05) . VAP i3 CPIS #4355 CRP .PCT ,sTREM-1 /K *F-
SIE A M (7.=0.705,0.562 ,0.781 , ¥4 P<0.05) . VAP 41 B i #8 7 5 CRP . PCT . sTREM-1 & CPIS T
A3 BT R A I BE P A B AR VAP AL, 25 R A G0 R R L (P<0.05) s B4R H iR 5 5
CRP .PCTsTREM-1 % CPIS #4315 &2 Wi BH A H 3235 433 B S w3 2300 ( P<0.05) . ROC Bk 47
B 475 i 38 48 75 B & CRP ,PCT ,sTREM-1 & CPIS 3432 W VAP ) AUC {H 0.962 . R A% 98.21% K45 5+
JE 94.20% , ¥IKF 90% , HFHEALER o BAPE RIS HL 2501 8 16.94..0.02, 58 JilidRiE 75 8K & CRP \PCT .
STREM-1 #5il % CPIS 43X} VAP B2 WA s RAUE S50 5%, H CPIS #1435 CRP .PCT .sTREM-1
JKOF 5 TR S, TR g VAP 2 W 6% B T B

[ ] MR ; CRP; PCT; STREM-1; CPIS $F4%; WEMEHLAH JE 1 it 4

The application of pulmonary ultrasound combined with CRP, PCT, sTREM-1 detection
and CPIS score in the early diagnosis of ventilator-associated pneumonia

LUO Yuan', XU Jimei*, WANG Jiling'*

(1. Department of Respiratory Medicine, The Second People’s Hospital of Hefei, Hefei, Anhui, China,
230000 ; 2. Department of Ultrasound, The Second People’s Hospital of Hefei, Hefei, Anhui, China, 230000)

[ABSTRACT] Objective To investigate the application value of pulmonary ultrasound combined with
C-reactive protein (CRP), procalcitonin (PCT) , soluble triggering receptor expressed on myeloid cells-1
(STREM-1) detection and clinical pulmonary infection score (CPIS score) in the early diagnosis of ventilator-
associated pneumonia (VAP). Methods 125 patients with suspected VAP admitted to our hospital from
January 2018 to June 2021 were selected as the study subjects, according to the results of semi- quantitative
culture of bacteria in chest CT and airway secretions, they were divided into the VAP group (56 cases) and the
non- VAP group (69 cases). The lung ultrasonography results, CRP, PCT, sTREM-1 levels and CPIS scores
were compared between the two groups. The correlation between CPIS scores and CRP, PCT, and sSTREM-1
levels was analyzed by Spersman rank correlation analysis, and the subject-specific curve (ROC) curve was
used to evaluate the diagnostic effect of lung ultrasound, CRP, PCT, sTREM-1 levels and CPIS score in the
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diagnosis of VAP. Results CRP, PCT and sTREM-1 in the VAP group were significantly higher than those in
the non- VAP group (P<0.05). The Spersman grade correlation analysis showed that CPIS scores of VAP
patients were positively correlated with CRP, PCT and sTREM-1 levels (P<0.05). The positive detection rates
of lung ultrasound, CRP, PCT, sTREM-1 and CPIS scores in the VAP group were higher than those in the non-
VAP group (P<0.05). The positive detection rates of lung ultrasound combined with CRP, PCT, STREM-1 and
CPIS scores in the two groups were significantly higher than those of single test (P<0.05) The ROC curve
analysis showed that the AUC value of lung ultrasound combined with CRP, PCT, sTREM-1 and CPIS scores
for the diagnosis of VAP was 0.962, the sensitivity was 98.21% and the specificity was 94.20% , which were all
greater than 90% . The positive and negative likelihood ratios were 16.94, 0.02 respectively. Conclusion
Pulmonary ultrasound combined with CRP, PCT, sTREM-1 detection and CPIS score has high sensitivity and
specificity for the early diagnosis of VAP, and the CPIS score is positively correlated with the levels of CRP,

PCT and sTREM-1, which can be used as an assistant means for the early diagnosis of VAP.
[KEY WORDS] Pulmonary ultrasound; CRP; PCT; sSTREM-1; CPIS score; VAP
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Table 1 Comparison of baseline data between the two
groups [n(%), (x+s) ]
VAP4l  AEVAP4

H (n=56) (n=0) XM PMH
PS5 /4 ) 35/21 39/30  0.614 >0.05
SRR (%) 71.81x11.73 72.57+11.25 0.582 >0.05

APACHET #F4r(43)  18.19+3.41 17.52+3.26 0.916 >0.05
CPIS 43 (43) 6.88+2.15  5.59+2.07 2.793 <0.05
PR (C) 38.07+0.74  37.69+0.69 1.208 >0.05
EIIM 4 (x107L)  11.04+2.83  10.11+2.69 1.431 >0.05
etk A3 [ n(%) | 42(75.00) 29(42.03) 5.918 <0.05
AT (0 (%) ] 7.104 <0.05

+ 0(0.00)  19(27.54)

++ 0(0.00)  24(34.78)

+++ 18(32.14)  15(21.74)

4+ 38(67.86) 11(15.94)

B A (d) 13.9622.81 13.68+2.66 1.025 >0.05

2.2 W4 H#H CRP PCT . sTREM-1 /K- b5
VAP 4] ## CRP .PCT .sTREM-1 /K- Tk
VAP H , 225 A 517 L (P<0.05) . W3R 2,
*2 WHEFE CRP.PCT.sSTREM-1 KFLLE (x+s)
Table 2 Comparison of CRP, PCT and sTREM-1 levels

between the two groups (x+s)

4151 n  CRP(mg/L) PCT(ng/mL) sTREM-1(ng/L)
VAP 2 56 140.71£1.54 4.28+0.31 151.28+39.36
JEVAPA 69 15.25+1.19 0.65%+0.09 90.88+21.14
18 4.163 14.847 3.902
PAE <0.05 <0.05 <0.05

2.3 Spersman AH 14T
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%3 [hEBEA 5 CRP.PCT.sTREM-1 K CPIS ¥4 B IR R Bk & 46 T PRAEAG B L3R [(n(%) ]
Table 3 Comparison of positive rates of single and combined detection of pulmonary ultrasound, CRP, PCT, sTREM-1 and
CPIs scores [n(%) |

21 53] n il A CRP PCT STREM-1 CPIS 143 oAl
VAP 41 56 48(85.71) 40(71.43) 37(66.07) 42(75.00) 38(67.86) 55(98.21)
IE VAP 4 69 3(4.35) 2(2.90) 2(2.90) 1(1.45) 2(2.90) 4(5.80)
71E 6.984 8.903 7.591 23.478 7711 5.097
Pl <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

1 - JiliFR 7 5 CRP \PCT ,sTREM-1 J CPIS P43 HLIGURS I 55 56 A 4G BHPEAG 11 %8 L AsE , 34 P<0.05.

F4 PEBABFA 5 CRP.PCT.STREM-1 K CPIS 4 f VAP K12 Wi 3 R 43 47
Table 4 Analysis of diagnostic effect of pulmonary ultrasound, CRP, PCT, sTREM-1 and CPIs score on VAP

i H AUC 95%CI REE TS FHAEALER L BAPEALSK L P{H
Jiti 348 e 0.907 0.846~0.968 0.857 0.957 19.71 0.15 <0.001

CRP 0.843 0.766~0.920 0.714 0.971 24.64 0.29 <0.001

PCT 0.816 0.734~0.898 0.661 0.971 22.79 0.35 <0.001
STREM-1 0.868 0.796~0.940 0.750 0.986 51.75 0.25 <0.001
CPIS 74> 0.825 0.745~0.905 0.679 0.971 23.41 0.33 <0.001
iRl 0.962 0.924~1.000 0.982 0.942 16.94 0.02 <0.001
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Figure 1 ROC curve
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SL(P<0.05) 5 3497 J5 W2 I35 CGRP /K P34 F [, WS HAIG, 22 A G2 8 L (P<0.05) 5 1697 5
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Efficacy of butylphthalide in the treatment of cerebral hemorrhage complicated with pul-
monary infection and its effect on CGRP and BDNF

HUANG Zhenyi'*, GUO Lin', LUO Zhuhe®

(1. Department of Pharmacy, Huizhou First People’s Hospital , Huizhou, Guangdong, China, 516001 ;
2. Department of Pharmacy, Huizhou Central People’s Hospital, Huizhou, Guangdong,China, 516001)

[ABSTRACT] Objective To investigate the efficacy of butylphthalide in the treatment of cerebral
hemorrhage complicated with pulmonary infection and its effect on calcitonin gene-related peptide (CGRP)
and brain-derived neurotrophic factor (BDNF). Methods A total of 124 patients with cerebral hemorrhage
and pulmonary infection admitted to Huizhou First People’s Hospital from January 2018 to June 2020 were se-
lected and divided into control group and observation group according to the random number table method,
with 62 cases in each group. The control group was treated with conventional treatment, and the observation
group was treated with butylphthalide sodium chloride injection on the basis of the control group. Both groups
were treated for 14 days. The National Institutes of Health Stroke Scale (NIHSS) scores, serum CGRP and
BDNF levels were observed before and after treatment in the two groups. The clinical efficacy of the two
groups were compared. The occurrence of adverse reactions during the treatment period of the two groups were
observed. Results After treatment, the NIHSS scores of the two groups were decreased (P<0.05), and the
observation group was even lower, and the difference was statistically significant (P<0.05). After treatment,

the serum CGRP levels in the two groups were decreased , and the observation group was lower, and the differ-
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ences were statistically significant (P<0.05). After treatment, the levels of serum BDNF in the two groups

were increased, and the observation group was higher, and the differences were statistically significant (P<

0.05). The total effective rate in the observation group was higher than that in the control group (64.52% vs.

46.77% , P<0.05). There were no significant difference in the incidence of adverse reactions between the two

groups during treatment (P>0.05). Conclusion The use of butylphthalide in the treatment of patients with ce-

rebral hemorrhage complicated by pulmonary infection has a significant effect, can regulate the serum CGRP

and BDNF levels of patients, and improve the neurological function of patients, and it is safe and reliable.
[KEY WORDS] Butylphthalide ; Pulmonary infection; Cerebral hemorrhage ; CGRP; BDNF
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LncRNA PTPRG-ASI1 regulates breast cancer cell proliferation, migration and invasion
by targeting miR-5590-3p

GAO Yuanyuan', HU Ping*, ZHAO Yanjiao', HUANG Ying'*

(1. Department of Oncology, General Hospital of Ningxia Medical University, Yinchuan, Ningxia, China,
750001 ; 2. Department of Oncology, General Hospital of Ningxia Medical University, Yinchuan, Ningxia,
China, 750001)

[ABSTRACT] Objective To explore the effect of LncRNA PTPRG - AS1 on the proliferation,
migration and invasion of breast cancer cells and its possible mechanism. Methods With normal breast
epithelial cells MCF-10A as a control, the expression of LncRNA PTPRG-AS1 and miR-5590-3p in breast
cancer cell lines (MCF-7, T47D and BT549) was detected by qRT-PCR. Breast cancer MCF- 7 cells were
transfected with si-LncRNA PTPRG-AS1 or miR-5590-3p mimics, or co-transfected with si-LncRNA PTPRG-
AS1 and anti-miR-5590-3p, and CCK-8 method was used to detect cell proliferation; Transwell was used to
detect cell migration and invasion. The protein expression of CyclinD1, MMP2 and MMP9 in cells were
detected by Western blotting. The dual luciferase reporter gene experiment verified the regulatory relationship
between LncRNA PTPRG-AS1 and miR-5590-3p. Results Compared with MCF-10A cells, the expression of
LncRNA PTPRG-ASI in breast cancer cell lines (MCF-7, T47D and BT549) was increased (P<0.05), but the
expression of miR - 5590 - 3p decreased (P<0.05). After knocking down LncRNA PTPRG - AS1 or
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overexpressing miR - 5590 - 3p, the proliferation activity of MCF -7 cells

, the number of migration and

invasion, and the protein expression of CyclinD1, MMP2 and MMP9 were all reduced (P<0.05). LncRNA
PTPRG-ASI could target and negatively regulate miR-5590-3p. Knocking down miR-5590-3p reversed the
effect of knocking down LncRNA PTPRG-ASI1 on the proliferation, migration and invasion of MCF-7 cells.

Conclusion LncRNA PTPRG-AS1 may target down-regulation of miR-5590-3p to promote breast cancer cell

proliferation, migration and invasion.
[KEY WORDS ]
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FEL IR IR S 22 B i v ek R AR sk S g
% e HERE . SR, IncRNA PTPRG-AS1 X 3 I 98
KA R W) 2R 3A AR T, Starbase I8 & PR 7 26 4K
4 50 4 7, PTPRG-AS1 7] fE 5 3 /)N RNA (mi-
croRNA , miR ) -5590-3p 17 75 [ i #5 K & . miR-
5590-3p 7£ = PPEFL MR i 41 20 S A v 635 1A
1 #R38 miR-5590-3p BT 1T — B4 L B 965 200 At 1%
FE AT , miR-5590-3p WA A IZ I IG YT 1Y 43+
B, ARTFSE FEEMER T PTPRG-ASL X FLIE
YRR T o (G5 GE RS RNE 28 ) SOH R A B )
miR-5590-3p & AR, DA T fif Hoxd 2L & A
R, A FL I TR YT PR A 4 a5

1 #REFE

1.1 SE5

TEHFLIRE b B 401 MCE-10A Kz L1 96 21 it 2
(MCF-7,T47D 1 BT549) , " [ B} 2% B L V6 41 g
JE 5 41 e 1% 7] &5 -8 (cell counting kit-8, CCK-8)
7 & (A% 500 T,20210117) .RPMI 1640 5535 i
(HL#% 500 mL, 20210315) , — 4 Bk F1 i2 (bicincho-
ninic acid, BCA) & H & I 3 77 & (FL A 50 T,
20201218 ) 1AL e S 25 il 176 P A I 38 70) 6 (R A%
100 T, 20200312) , 3t 50 R 3K 5 5 I 4= 10 (A%
100 mL, 20210116) , #i VL R ATA PR A A FR
A RNA LR 7 & (L% 100 mL, 20201213) .
A SR R & (B A% 20 pl /2 X 100 K,
20201109 ) Fil 5 & il 5% 2L 5 (polymerase chain re-

Breast cancer; LncRNA PTPRG-AS1; miR-5590-3p; proliferation; Migration; invasion

action, PCR) 37 £ (FL#% 200 Rxns, 20210123) , K
iE T4 W) 5 Lipofectamine™ 2000 57 &5 (FLA% 0.75
mL, 20210425) , 3£ [# Invitrogen 23 7 ; 51 Y1551 .
LncRNA PTPRG-ASI /M T4/ RNA (si-LncRNA PT-
PRG-AS1) /N T3t RNA 1% B8 7 371 (si-NC) |
miR-5590-3p FL 4L (mimes ) A1 1 71 (anti-miR-
5590-3p) R L% B 51 (miR-NC ) A4 41 551 BA 14
J¥ %1 (anti-miR-NC) .LncRNA PTPRG-AS]1 % 4= 1
(WT) R 5248 R (MUT ) 2¢ 5 2 Bl 4 45 56 D 4804
A T 8- WLl & H (B -actin, LA 100 pL,
ab156302) . F& i 4> J& & [ /i (matrix metalloprotein-
ase, MMP)2 (JL#& 100 pL, ab92536) Fl MMP9 ( 5K
% 100 pL,ab283575) A, 1 [E Abcam /A .
1.2 Jrik
121 Yk

529 IEH FUIE I K7 41 MCF-10A B L9 20
Jifd 2 (MCF-7 . TA7D H1 BT549) , # FH & 10% )i 4 1fiL
i 1) RPMI 1640 35 32 W (52 285 37 ) & T CO,
BRI
1.2.2  SZHY%E &5 PCR (real-time quantitative PCR,
gqRT-PCR) #: ¥ 1l LncRNA PTPRG-AS1 £ miR -
5590-3p FEik

¥ 2.5 mL MCF-10A . MCF-7 ., T47D Fl BT549
YA (5.0x10" ~/mL) B2 Fh 2 6 fLAR , 15 5% 24 h
J&  FERE SR, ] RNA $il1 42 42050 & 2 B4 i v A
RNA, #Wi% 55,47 PCR S o 2791144 Ln-
cRNA PTPRG-AS 1 FHXJ H - 3- B 1 o S it (glyc-
eraldehyde - 3 - phosphate dehydrogenase, GADPH) .
miR-5590-3p X} U6 fy ik, WEE 1,
1.2.3 MCF-7 4 it u

¥ MCF-7 40 B 42 Fh = 6 £L #i (5.0x 10" 4~/
mL) , }5 %% 24 h J5 , F Lipofectamine™ 2000 Jg it /&
25, 73 % L si-NC (1 41) . si-LncRNA PTPRG-AS1
(240) .miR-NC (3 41 ) . miR-5590-3p mimics (4
4H) A Y §i-LncRNA PTPRG-AS1 5 anti-miR-
NC (5 4H ) . si-LncRNA PTPRG-AS1 5 anti-miR -
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Table 1 Primer sequence
A L I

LncRNA PTPRG-ASI 5'-AAGCCAAGCAGTCAGAAGCA-3’ 5'-GAGCCCTGACAGCCTAATGA-3'

GAPDH 5'-GGAGCGAGATCCCTCCAAAAT-3' 5'-GGCTGTTGTCATACTTCTCATGG-3'
miR-5590-3p 5'-CCCCCTTGTCATGTTCCTGATCTT-3’ 5'-GCAGAGGAAATGAAACCAGTATGT-3'

U6 5"-CTCGCTTCGGCAGCACA-3' 5'-AACGCTTCACGAATTTGCGT-3’

5590-3p (6 41 )., #:YL 12 h 7, # N 2R R
K59 24 h )5, qQRT-PCR 7 K 24 Jfd 7 LncRNA PT-
PRG-AS1 5 miR-5590-3p 3¢k 855 Y iR . )
F 5 B IE 5 % 18 (normal control, NC )4 , A #EF 74T
TG G PR, LR 55
1.2.4  CCK-8 K 20 g 4 5 1% 1

$ 200 WL 4520 MCF-7 40 i1 (5.0x10"~/mL ) 4%
Fh 2 96 fLAR , £5 9% 24 ho il 10 pL CCK-8, ¥ &
2 h, FHEEHRX (450 nm ) 0002 G2 (A 1H .
1.2.5 Transwell Kl 41 fo 17 5% Fifz 28

1278 N4 ACUKFE Ak 1 Matrigel 35 i 2 4
T Transwell /NE %, AR T . SR HFP 100
pL % 20 MCF-7 40 il (5.0x 10" >/mL) i & | % .
TIHU500 pL R E T %, 24 h)5,
EDSE A LA N E A S T e Y )
J& WS, T, TR SC IR B N Al Matrigel
TN, IR B LR
1.2.6 & [ G EP i 3% W CyclinD1, MMP2 Al
MMP9 2 [ %3k

# 2.5 mL 4541 MCF-7 41l g (5.0x10* 4 /mL) 4%
T2 6 fLAR , 5557 24 h, 38557 . T RIPA 305 4
B b B A, BCA SRR AR IS, K SE 5
PE 38, 345 2 PYDFE I, FH 5% NS 045 041
2 h, BRJ5 5 WA FE B CyclinD1 (1:500) ,MMP2
(1:1000) . MMP9(1:1000) .B-actin(1:1 000)—4¢
T ACUKAA P E S, VRS, B L EdT e —
H(1:2000)37°CIEE 1 h, B H, ROL Y,
BRI R
1.2.7  WHOCER F S B 5L 5

# 2.5 mL MCF-7 41 {4 (5.0x10" 4~/mL) $ Fh &2
6 fLHT , 5 3% 24 h, /] Lipofectamine™ 2000 fiig i 4
B, 43 i 3L LncRNA PTPRG-AS1-WT 4 miR-
5590 - 3p mimics ( I miR-NC) , LncRNA PTPRG -
AS1-MUT 5 miR-5590-3p mimics ( 3{ miR-NC) .
Y12 h 5, o 2RI . HER 24 h i, R
A, AL 10 em BYEOHLE O (3 500 1/
min . 10 min) , AR F 35U, 4G I 2 5 25 e F .

1.3 Gl

SPSS 22.0 AT g it22 50 o TR BRI
(x+s) R~ o PILLIR] ELEE R ST FEAS ¢ R 565 2401
E] Fe A FH B 2 5 22900 DA P<0.05 #m 225 A
Gt

2 R

2.1 FLIRBEANM S E 5 UM L H2 28 0 b LncRNA
PTPRG-AS1 F1 miR-5590-3p 2535 iy L 4%
5IE# FLAR L 57 40 il MCF-10A [b %5, 7L AR

Ji 40 it &2 (MCF-7. T47D #1 BT549) ' LncRNA
PTPRG-AS1 AT+ , miR-5590-3p ik A, 2
SWH G F R (4 P<0.05) , H 3L IR MCF-7
0 s LncRNA PTPRG-AS]1 Fl miR-5590-3p 734
B MCF-10A 40fif 22 7t W3k 2,

F2 IFLIREAMSIEFIME LK T LncRNA

PTPRG-AS1 #1 miR-5590-3p FKiEHILLEE (X +s, n=9)

Table 2 Comparison of the expression of LncRNA PTPRG-

AS1 and miR-5590-3p in breast cancer cells and normal

breast epithelial cells (x+s, n=9)

21 51 LncRNA PTPRG-AS1 miR-5590-3p
MCF-10A 1.00+0.11 1.00£0.10
MCF-7 3.42+0.27" 0.410.03*
T47D 2.63+0.21° 0.51+0.05°
BT549 2.18+0.17° 0.58+0.05°
FAH 232.973 152.528
P{H 0.000 0.000

1 : 5 MCF-10A [L%5,P<0.05,

2.2 il LncRNA PTPRG-AS1 #i il FL B 95 20 it
MCF-7 4% iF 5 Fliz 2%

5 NC 45k 1 41 %, 2 41 MCF-7 41 iy
LncRNA PTPRG-AS1 # 5[ 1K , 22 R 4H 412
B () P<0.05) . 2 41 MCF-7 40 ifg 34 5 3% v T
R A= 22 R0 4 P CyclinD1 . MMP2 FI MMP9
EHRBHMT NCHS 1A, 2R AGH R
X (¥ P<0.05), WE1.%3,

2.3 i3k miR-5590-3p #I ] MCF-7 L9 41 iy
HE TR MR 22
5 3 4 1AL, 4 4H MCF-7 48 Jfd 1 miR-5590-3p
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NC 2

CyclinD1

MMP2

MMP9

B-actin

14 24

34 kDa

74 kDa

81 kDa

42 kDa

PTPRG-AS1-WT 5 miR-NC (%) MCF-7 40l , 2% %
Gt 2# 8 L (P<0.05) ; 346 4L LncRNA PTPRG-
AS1-MUT 5 miR-5590-3p () MCF-7 41l Jifd ¢ 5t 25 fi}
6 Ve 5 45 YL LncRNA PTPRG-AS1-MUT 5 miR-
NC 11 MCF-7 40 ffd Lt 8 22 = o4t it 20 = L (P=

E1 CyclinD1,MMP2 1 MMP9 & 5 %%
Figure 1 The protein expression of CyclinD1, MMP2 and
MMP9

FKikTHE, ZRA G ¥ E L (P<0.05) . 44

MCF-7 4 Jifd 34 58 16 1 220 A 228 S dn e vh

CyclinD1 . MMP2 #l MMP9 & 4 % 5 2% T 3 41,

ZSHE G E L () P<0.05) . WK 2. % 4.
341 441

CyclinD1 34 kDa

MMP2 74 kDa

MMP9 81 kDa

42 kDa

B-actin

E 2 CyclinDl.MMP2 1 MMP9 & B &%
Figure 2 The protein expression of CyclinD1, MMP2 and
MMP9

2.4 LncRNA PTPRG-AS1 #[i] J5# miR-5590-3p
Starbase 3 K 75 28 F0 14 I 52 7 ) LncRNA
PTPRG-AS1 5 miR-5590-3p I 45 & o7 &5 UL 1A 3.
4% 01 1 ncRNA PTPRG-AS1-WT 5 miR-5590-3p
(1Y) MCF-7 21 0 2 50 2% BTG PRI T 2% 4 LncRNA

0.630) , W3 5, [A] A}, si-LncRNA PTPRG-AS1 4]
MCF-7 4l ifg ' miR-5590-3p ik N 2.46+0.22, 77 T
si-NC 2 miR-5590-3p 1)K ik 1 (1.00£0.09) , Z= 5
B L (1=18.427,P<0.05) .

|anRNA PTPRG-AS1-WT 5'...gauCAAUAACAGAAUACUUUAUa... 3'|

[IIITT1
[miR-5590-3p 3' ... aacGGUA--UGUACU-UGAAAUAa...5'|

|anRNA PTPRG-AS1-MUT &'... gauCAAUAACAGAAUCUGGACAa... 3‘|

B 3 LncRNA PTPRG-AS1 5 miR-5590-3p #Z% B 5l )
HEMR
Figure 3 The binding sites of nucleotide sequence between
LncRNA PTPRG-ASI and miR-5590-3p

RS> WARBBEEHWNER (x£5, n=9)

Table 5 Test results of luciferase activity (x s, n=9)

1 DECE WG
WT MUT
miR-NC 4 1.00+0.08 1.00+0.10
miR-5590-3p ZH 0.41+0.03° 0.98+0.07
1 20.716 0.492
P{H 0.000 0.630

¥ : 5 miR-NC Fb#,*P<0.05,
2.5  Fl miR-5590-3p ¥ % i LncRNA PTPRG-
AS1 X%t MCF-7 4 i34 58 3 FlZ 22 1 52 1

5 5 4 1%L, 6 4 MCFE-7 4 Jifd 7 miR-5590-3p

33 BB LncRNA PTPRG-AS1 # I 2L IR 4 i MCF-7 58 E BB R (x5, n=9)
Table 3 Knockdown of LncRNA PTPRG-AS]1 inhibits the proliferation, migration and invasion of breast cancer cells MCF-7

(x+s, n=9)
4H%]  LncRNA PTPRG-AS1  CyclinD1 MMP2 MMP9 AfE MLER R () RS (1)
NC 41 1.00£0.10 0.91+0.08 0.81+0.06 0.75£0.08  1.08620.08 231+19.68 163+14.03
141 1.020.11 0.92+0.09 0.83+0.07 0.73£0.07  1.0810.09 227+18.64 159+11.95
24 0.4520.04 0.4520.04" 0.4120.03" 0.3520.03'  0.534:0.05" 116+8.97° 71%6.51°
F1E 119.203 120.913 161.234 112.426 159.866 141.103 191.109
PH 0.000 0.000 0.000 0.000 0.000 0.000 0.000

5 NC YL H#, P<0.05,

F 4 TFRIE miR-5590-3p HIHI ZLEREE 40 B MCF-7 178 . E BB E (x5, n=9)

Table 4 Overexpression of miR-5590-3p inhibits the proliferation, migration and invasion of breast cancer cells MCF-7 (x+s, n=9)
41 5 miR-5590-3p CyclinD1 MMP2 MMP9 Afl HAERE AR () AR 2R R ()
34 1.00£0.11 0.90+0.07 0.82+0.07 0.76+0.07 1.083+0.09 229+17.56 167+13.54
44 2.84+0.23" 0.48+0.04" 0.43+0.04° 0.38+0.03" 0.581+0.05" 102+9.73" 68+6.39"
t1H 21.651 15.628 14.512 14.969 14.628 18.978 19.837
PAH 0.000 0.000 0.000 0.000 0.000 0.000 0.000

5 34, P<0.05,
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RBEM, ZRASIFF¥E L (P<0.05) ., 64
MCF-7 20 g 384 58 16 Pk 3B 2 8 AR 28 B0 % A if v
CyclinD1 . MMP2 1 MMP9 & 4 #1535 T 5 41,
ZFE G L () P<0.05) . W4 % 6.

34 kDa
74 kDa

81 kDa

42 kDa

& 4 Western Blot #:il] CyclinD1,MMP2 #1 MMP9 & H i
Rik
Figure 4 Western Blot detects the protein expression of
CyclinD1, MMP2 and MMP9

3 g

LRI A B B, 8 43 B B AR AR I2 B B B
Jry 8 B A B A%, ™ ER W £ 1 A o A R RN &
4 BRI FUME KA kR 1) 4y AL AT R HR Y
PEALHAE S . IncRNA J&— 2R K BEIE 4% RNA , H
EEAEY T T2 AFHE . B X IncRNA #F 52 (1)
TR, & B IncRNA 7] % #% miRNA 1 4 £ FH 5 4%
miRNA I PR ) 3k, iF 11 2 15 9 45 e 400 e 1)
AT R, AR S IR IR T I o R
YE 5 —Ff IncRNA , PTPRG-AS1 % 5 i i
MR TR AR . BIFAE w1 Bk O o 21 41
PTPRG-AS] [k B & T s 4, kv 5
B AL e # K Wi B B AH G, PTPRG-AS] & -
B B 5 g A A7 3 R TC S A A7 30 A A <7 A A
2, HOE R Mg i BUE A AR S s JE /N
it il 8 2H 21 rF PTPRG-AS1 2635 18 , Ho i o 48 i)
4 miR-200c-3p b %% 5% [+ 4 (transcription fac-
tor 4, TCFA) ()& 35 (i 1 I /1N 20 B it 6 40 B A 315 )
FUHCRBPE™ s 1 R LSV A & o PTPRG-AS1
F3k FiM, ms PTPRG-AS1 [ TSN 9 241

£ 6 BB miR-5590-3p ¥ HR LncRNA PTPRG-AS1 X MCF-7 1878, T % {22

Ji 1) 12 22 F1 3T # B /1, PTPRG-AS1 ] fE % N
oM RS AR UEE Y . AR A R R
B, PTPRG-AS] 7€ L i g 40 e 3 b 3R 38 1, il
8 PTPRG-AST 1) LW 9 40 A 3% 58 15 P T R85
1RZBBAAFRAR , 15 91 Pk PTPRG-AS1 BHLAS T 7L
T A LE 5 GBS iR 28§28 PTPRG-AS] WA 1
R FLIERIRIT W 4y F LA . CyclinD1 2 5 ¥4
Ji SV, L S TR 3 4 1 A B A T . MMIP2 Al
MMPO & 5 77 4 i A S I5 , T 3 2ok o2 fie 4
JH A5 SO AR A e A R RS SR 2 AR 4G
LW, BUH PTPRG-AS1 P& 1 71 B 98 20 i
CyclinD1 \MMP2 Fl MMPO % 14 £ 3k , X #F— 4 i
HH i 98, PTPRG-AS1 #ifil 1 2L Bt e 40 i 35 5 iF A%
KfzZZ%

R T i — AR5 R R LncRNA PTPRG-AS1 [
i L g A M Y B SRS AR 2B 19 T WL, A
F3IESE T LncRNA PTPRG-AS1 A] §8 [n] 45 5 1 7]
Hi ¥ miR-5590-3p (735, miR-5590-3p 7E 2 Ff
Jifggg o SR ik . B 4L 21 P miR-5590-3p Kk
T, LY miR-5590-3p X B 9 40 AR T O B
SEIHRIVE T miR-5590-3p 23k 1Y T V& 14 58 1
A1) s 248 L ) 3 9 R 42 22 RE T, 08 miR-5590-3p
A AT REE BE T ETS AR 09 /E T miR-5590-3p
T B 2R AR, 3 miR-5590-3 3 i # [ 410
il RNA fi# JiE i 5 (DEAD box helicase 5, DDX5) fi¥
FEIRFEAR T SN g A0 60 7 14 B K A4 D i geg AR
K, miR-5590-3p X 5 4 & JR A M VE " . AHE
45 R, miR-5590-3p 76 FL AR 40 2 i 3
KU A T L AR b K 40 M, 3 3 38 miR-5590-3p
FEAR T FLAR e A0 i 3 5 i MR 28k X 5
miR-5590-3p 7£ b A Ho A iz o (g BF 5% 45 SR — 3K,
$E7R miR-5590-3p 7E FL AR g vt & 4% 410 9 B R AR
F, bR 3 0k mT RE R 2036 77 7L AR 1R
WA, A 52285 Bk R W], f8 miR-5590-3p i %
T 9 LncRNA PTPRG-AST %o 5L I 97 200 it 34 7

IR (x+s, n=9)

Table 6 Knocking down miR-5590-3p reverses the effect of knocking down LncRNA PTPRG-AS]1 on the proliferation,

migration and invasion of MCF-7 (x+s, n=9)

21531 miR-5590-3p CyclinD1 MMP2 MMP9 AfH AT RS B 0 A= 28 5
54 1.0020.11 0.47+0.04 0.40+0.03 0.340.03 0.538+0.05 119£10.61 73£6.92
64 0.43+0.04° 0.92+0.09°  0.85x0.08'  0.73+0.07" 1.023+0.09° 203+17.94° 168+15.82°
1l 14.610 13.707 15.801 15.363 14.132 12.091 16.505
Pl 0.000 0.000 0.000 0.000 0.000 0.000 0.000

5 5 A E, *P<0.05,
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TR I AR 28 0 B A AE L X aE — 25 R g e
LncRNA PTPRG-AS1 1] HE i i #1 [r1] | I8 >k FHL -7,
JiL 98 A B 1S 5E A% S 4R 28, {3 LncRNA PTPRG-
AS1 HARE 5 B miR-5590-3p Y #E J5L H iR 47 75 1F
—

Zi I, FLBRJE 40 i & LncRNA PTPRG-AS1
3k E 8, 1 miR-5590-3p £ 35 F 4 5 il Ik
LncRNA PTPRG-AST X | I 42 40 Mg 34 5 L i %% M
1228 k#5730 2 TR T, G AT RE 38 ab B ) £ 9 45
miR-5590-3p & 1 F , LncRNA PTPRG-AS1/miR-
5590-3p il AT H& A FL AR I 036 97 B AL T B A AN,
{0 1% 75 iF — 25 ZE AR (N A 5E LncRNA PTPRG-AS1/
miR-5590-3p FliX] FL 5 i g & A= & J i 5

e
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(#5 ZE] B# L 3EE BD Bactec W R U A LR DX EUMR S 126 A L %2 BacT/Alert 4 Jii IfiL
RiFEM b AE ZW M 1. ik SR W PR W T i B VAR Skl ba
W e R RS KRR, e IR — VR SR MR TG B R IR A, [RIETR20 F 2 i R 855 320
0 STEAS [R]85 352 960 0 K P A PR 410 15 B G HE B T, S e A5 G SR A A R RE . SR W
AU - 2 VS Ak BMX-FA 5 BD-FA R 1 A0 [F] , 2128 100% , H. BMX-FA # BD-FA Jifi o i1 B i) &
(11.040.24 h vs 10.4520.45 h) , Z A i it X (1=2.59, P<0.05) 5 & W5 5 K Sk A ph My v, 2 b
Wi FR I ARAG & 07 15 B R 41, BD-FA F BMX-FA S EH: HRA%, 4351 40%F11 100% , H. BMX-FA H
BD-FA JHi i K H 1] 6] 55 %5 (15.7020.76 h vs 21.50£0.71 h) 2% 5746 Gi 5 25 L (P<0.05) ; & K R 2544,
BD-FA [t BMX-FA i 1 2RA1E, 23 514 60% F11 100% , H. BMX-FA [ BD-FA Jfi & H} i [7) B2 45 (61.06+
10.42 h vs 94.20£1.74 h) , Z A it & L (1=12.49, 7.01, P<0.05) . JREIRZH : & W &
FCEE TR Y M | 95 % R A9 BD-FN Y AR A Y BMX-FN R AS H R 355 100% 5 7 Sk f61 if #
A, 2 M Fm YRR 1, B B EE IR BacT/Alert W RS 1355 732 0951 4 25 0% g g ik kT
2% [ BD Bactec B Ig 75 U A 10 2 DRSO, I PR AT AR 9840 A= 284 FH 9 100 326 488 5 38 1) Il 355 37 08 o

[EgER] MR IMEEFRM ; BrA: RULPHAE S5 K s a] ;i sk

Comparative study on antibiotic adsorption capacity of two brands of blood culture bottles
WANG Meng', ZHOU Yizheng®, LUO Jinzhu®, LI Chengbin'*, GONG Quan’

(1. Department of Laboratory Medicine, Jingzhou Hospital Affiliated to Yangtze University , Jingzhou, Hubei,
China, 434020; 2. Department of Laboratory Medicine, Jingzhou Central Hospital, Jingzhou, Hubei, China,
434020; 3. Yangtze University School of Medicine, Jingzhou, Hubei, China, 433023)

[ABSTRACT] Objective To compare the antibiotic adsorption capacity of American BD Bactec
resin aerobic and Bactec - Lytic/10 anaerobic bottles with French bioMérieux BacT/Alert resin blood culture
bottles. Methods The commonly used antibiotics of imipenem, vancomycin, ampicillin, ceftriaxone,
metronidazole, meropenem, micafungin were applied in this study. According to a certain concentration, the
standard strains and sterile sheep blood were mixed and inoculated into two brands of blood culture bottles at the
same time. recorded the positive alarm conditions and detection time of the different blood culture bottles within
five days, compared the antibiotic adsorption capacity of each blood culture bottle. Results Aerobic bottle
group: Ampicillin BMX-FA and BD-FA bottles have the same detection rate of 100% , and BMX-FA has a
longer detection time than BD-FA bottles (11.04£0.24 vs 10.45+0.45 h), and the differences were statistically
significant (#=2.59, P<0.05). In the imipenem and ceftriaxone groups, the two blood culture bottles were not
detected. In the vancomycin groups, the detection rate of BD-FA bottles was lower than Bthat of BMX-FA
bottles, which were 40% and 100%, the time to detection of BMX-FA was shorter than BD-FA bottles (15.70+

JA AR B #2020 A HOHH %) B (2020CB2021-15) 52019 F Ak B P kG Fry AR LK B M
(2019ZYYDO066)
Y gs 1. RIT KB M B E AR, #1430, 3 M 434020
2. A H M R B R E AR, H14b 30 434020
3. KIT KRS EFIR, 4, 3 M 434023
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0.76 vs 21.50+0.71 h). In the micafungin groups, the detection rate of BD-FA bottles was lower than that of BMX-
FA bottles, which were 60% and 100%, and the detection time of BMX-FA was shorter than that of BD-FA bottles
(61.06+£10.42 vs 94.20+ 1.74 h) , and the differences were statistically significant (r=12.49, 7.01, P<0.05).

naerobic bottles group: BD - FN bottles containing imipenem, vancomycin, ampicillin, metronidazole,

meropenem were not detected, the detection rates of BMX - FN bottles were 100% . In the group containing

ceftriaxone, neither of the two blood culture bottles was detected. Conclusion The antibiotic adsorption capacity

of BacT/Alert resin blood culture bottles was generally better than that of Bactec resin aerobic and Bactec-Lytic/10

anaerobic bottles, and the appropriate blood culture bottles can be selected according to the use of antibiotics.

[KEY WORDS]

Bloodstream infection

I R i B R i, AR RE S BRI
FHOEE R, MG MR GGS W ) SR . R
P 1 ML PR RS 3 3 A A ML TR I i PR
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TR IR Lk R R bR A R 2 5 — e W
PrAE R, AN A GEERAE S35 T ) Bl - 52
PUERWHERE . TS A AR, ASE
B S i R = M ENiOE ) Wa o A WA R R S o7 N P e B
K, HANE A LT IR BD RIS 4T LAY
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i Ao A B I R 52 5 % A i 4L P 25 (Clinical
and Laboratory Standards Institute , CLSI) M100 ., $T
A WG T7 $8 2018 R G ) | IIfe R B3l 2B 9 4G 56
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Fff 1~3 mL) , LA SE 56 P A& A 0.3 mL 4



DTeW SR E 2022481 0 1434

FE1l T Mol Diagn Ther, January 2022, Vol. 14 No. 1 - 75 -
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It R A T A Z bR P B A A9 1 B B AT CLST
M100 Hrifil &0 RT3 il s A A &
0.5 mL P REW S BERH 15%104
T, A O mL JG BB fF 2 1, #8440
JA 0.3 mL i 55 4 B BB, 0.5 mL $12E R
SRR K, SR AT, PO i85 57 A
B, 10 A [ i 1% 37 0 TR P B B 15 I B
K H BF[E] (time to detection, TTD) o BH 14 I Wr Ak
T« R N A 2 P L% 5 7 45 1 S Bk 1 o
B R R S S 5 PH P S0 Db o K P9 4R B
P 5L a7 IR 25 R BRI, B3 (28 2 45 SR e
T G ) i 855 35 0 Sy BH AR
1.4 Git#obr

v I SPSS 25.0 G i Ak A T 8 o B 5 A TRl
BRI AEA 1Y TTD , BEAR SR IES A3, R (R £5)
PR, LB 22 18] 1 F R F ¢ K I 0 T 9 5 P<
0.05 h2ZERAGIFE Lo

2 #R

2.1 ANFEITEEIRYN T TTD ik
FH P Xk BE 2H 247 4% B, 46 H 2644 100% (3/3)

FPE T R B4 B, b A R A R, FEImABTAER
()7 MR S e 4l rh % &R PUARI R R A TR A
BD-FA 5 BMX-FA Jifi ki H 2 A [\, ¥4 100% (5/
5). BMX-FAJifi TTD # BD-FA i K , 2% 4 41t
S0 L (P<0.05) o 2 0 35w 1 R W 3% A Tl S %
Sk A6 b A R i 35 A BRI 8 % R TR Y, R R
WRT IR ARG . &7 R R 4 B A Bk
B, BD-FA & BMX-FA i (1946 2415 , 43 51 K
40%(2/5) F1 100% (5/5) H. BD-FA Jfi A48 H B[] 5F
£ (P<0.05) ; oK R IF L 18 & Bk i, BD-FA
It BMX-FA Jfi (% 45 5 34K, 23 591 2 60% (3/5) F
100% (5/5) H. BD-FA JUKE H B[] BE K, 22 5345 Se it
2 (P<0.05), W1,

2.2 N[ DR AR B A0 B ARG S st ]

R R DRS00 PH M o R A B 4 BH K
R 100% (3/3) , BE BT A= 2R Y B4 X B4
IR B R AR, W TR R
SR VAR g | 38 R R P4 % 1) BD-FN
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100% (5/5) o 75 3k f6 il A28 19 K 17 35 A T it 2R
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R k2,

F1 ERRE10°CFUmML B 2 HE YT EMEH RFEHIE (x+s)
Table 1 The detection rate and detection time of aerobic bottles containing antibacterial drugs with a bacterial concentration of
10° CFU/mL (x +5)

B b 2y % (%) A R E (h) i Pl
L7 25 (ng/mL)  BMX-FA BD-FA BMX-FA BD-FA
Ve 15 v 40 NG NG NG NG
KW 3575 # ATCC25922 R PIAR 100 100(5/5) 100(5/5) 11.04+0.24  10.45+0.45 2.59 0.03
S 60 1 e 150 NG NG NG NG
S WA A ER T ATCC20213 TR #E 50 100(5/5) 80(4/5) 15.70£0.76  21.50+0.71 1249  <0.01
fili 6 #EBK T ATCC49619 S A A 150 NG NG NG NG
Mg AR B ATCC90030 KARITG 10 100(5/5) 60(3/5)  61.06+£10.42  94.20+1.74 7.01 <0.01

NG Fon A Hh B M4

R2 HRKRE L0 CFUML B HEGYAR SMAEHRMGHEE ()

Table 2 The detection rate and detection time of anaerobic bottles containing antibiotics at a concentration of 10° CFU/mL (x +5)

pg/mL) BMX-FN BD-EN BMX-FN BD-FN
DA 40 100(5/5) NG 12.38+0.22 NG
K 535 B ATCC25922 ARG 100 100(5/5) NG 10.450.45 NG
A A 150 NG NG NG NG
4 WO AR ATCC29213 NS 50 100(5/5) NG 16.50+1.84 NG
fili & 4 BRI ATCC49619 Sk A A2 150 NG NG NG NG
. FH fi s 2.5 100(5/5) NG 70.70+8.03 NG
WEs AT i ATCC25285 BB 49 100(5/5) NG 45.70+1.96 NG

T+ NG 7 A th B SS
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Relationship between miR-26a expression and electrocardiographic corrected QT interval
in type 2 diabetes mellitus complicated with coronary heart disease patients and its clini-
cal significance

LI Zhihui'*, AN Xiaofei*, PENG Mengle’, YU Ruijing®

(1. Department of Function, the Third People’s Hospital of Henan, Zhengzhou, Henan, China, 450000 ;
2. Department of Laboratory Medicine, the Third People’s Hospital of Henan, Zhengzhou, Henan, China,
450000)

[ABSTRACT] Objective To study the relationship between miR -26a expression in peripheral blood
and electrocardiographic corrected QT (QTc) interval in type 2 diabetes mellitus (T2DM) complicated with
coronary heart disease (CHD) patients and its clinical significance. Methods A total of 135 T2DM patients
admitted to the Third People’s Hospital of Henan from January 2018 to December 2020 were divided into the
T2DM + CHD group (80) and without CHD according to coronary CT angiography group (55). Healthy
volunteers in the same period were selected as the control group (100). QT interval and QTc interval of ECG
were calculated, the stability of coronary plaque was evaluated, miR-26a expression in peripheral blood and
serum tumor necrosis factor-a (TNF-a) , IL-6, ICAM-1, VCAM-1, MDA, 8-OHdG, SOD and GSH were
measured. Results The level of miR-26a expression in the T2DM + CHD group were lower than those in the
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T2DM group and the control group, and the QTc interval was higher than that in the T2DM group and the

control group (P<0.05). In the T2DM + CHD group, the level of miR-26a expression in soft plaque patients

was lower than that in mixed plaque patients and calcified plaque patients, and the QTc interval was higher than

that in mixed plaque and calcified plaque patients (P<0.05). The level of miR-26a expression was negatively

correlated with QTc interval in the T2DM + CHD group. miR-26a expression level and QTc interval had certain

diagnostic value for the soft plaques of T2DM + CHD patients (P<0.05). Conclusion The decreased miR-26a

expression and increased QTc interval in T2DM patients with CHD are related to the character of coronary

plaque. The decreased miR-26a expression may induce the change of QTc interval and this effect may be related

to the activation of inflammation and oxidative stress response.

[KEY WORDS] T2DM; Coronary heart disease ; miR-26a; Corrected QT interval

55,009 (Coronary heart disease, CHD) J& 2 7l ff
JK% (Type 2 diabetes mellitus, T2DM ) F& & UL ) I
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ZHAERAG AT O L RG 2E, E 53% QT ]3] 12 RR []
19, ¥ 38 253 (QT 1RII/RR [aIH )i+ QTe [Aji ™,
1.3 CCTA K ik

T2DM £ # 35 CCTA £ A , K645 Hif 2~3 min
ST REIR HIm N SR S (RO v e T
[ia] A1 JE e Jk e B IR 2 2 R ) 60 mL R (4.5~
5.0)mL/s, KN T2 figfih & 394 32 Gof A2 3R Bsf
), HoAl S50 4% B R 120 kV L LI 280 mA | JZ2 &
0.75 mm ERE HEFEITH] 0.33 sir. ZIRGRaE P O
W2 SIRIT IR ) R PE R4 B A =
25% N HAFAETEAR SRR FERE AL , I 5 BEBR CT {E:
W7 BE B R ARBEBR Y CT <60 HU TR & B
) CT {H 60-130 HU 5L BEHL ) CT {=130 HU,
1.4 AR I miR-26a & 35 7K - AR 5 s

B =20 i S R e i AR AR, SR FH 42 1 RNA 42
B £ (FEBR R A R #2 U RNA, SR A — 25
Jin AL miR S S G (G R U 3 2R M BB
I8 HEAT R S 15 8] cDNA J5 SR 26 i
PCR K1l , 43 514" 4% miR-26a 2 U6, Lk U6 N2 |
1154 miR-26a YR IE K-,
1.5 MEFE bR 7y ik

T2DM H# 7£ CCTA mil g4 ki 5 mL,
B 30 min J5 7E 2O ML 4 BR B 4C B )
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3 000 g 0> 10 min (424 10 cm) , WCEE L7 )5 R
FH BRI e 728 W B2 300 G (Ll IR A w ), v ) Ao
I Eg SRHE I F-o (tumor necrosis factor-a, TNF-a) .
4 2% -6 (interleukin-6, IL-6) . 21 i [&] 26 i 4 1-1
(Intercellular adhesion molecule-1,ICAM-1) . I & 41
B 26 Bff 4> -1 (Vascular cell adhesion molecule-1,
VCAM-1) . 8- 53 1 i % 5 1 iR (8- hydroxydeoxy-
guanosine, 8-OHdG ) B9 % & , >k HI/0 6Bk (bt
R F A, P ED KM P # (Malondialdehyde,
MDA) | i & 1k ¥y & 1k i (Superoxide dismutase,
SOD) it J5 Y4+ Jjt H 1K (Gutathione , GSH) 15 it
1.6 Giteeirik

K SPSS21.0 # sk A , T i BORER
(xxs)Fon , Z 0] BRI 2 07 22 73 0 L3tk
— 25 R FH LSD-t ¥ W A LU, W2 1] L 3R Y £ 4G
o5, A0 M0 M K JH Pearson K56, QT [R] 3] X 4k Kt
iz Wi i {2k F ROC 45341 LA P<0.05 2K
EZRAGIEE L.

2 #R

2.1 34AMA I miR-26a Fik /K- QTe [HHIAY ik

T2DM+CHD & & 141 JA] 1fil miR-26a Fik K-
i T T2DM 20 W B 2H , QTc ]34 T T2DM 4
XTHRZ , 22 R A St L (P<0.05) ; T2DM 4111
AP M miR-26a ik KK T QTe [H] I 5% BRZH L
B ESIGIHHEL(P>0.05), W1,

&1 3ASMNEIM miR-26a FiKKTF QTc EHAKIELE (v+5)
Table 1 Comparison of miR-26a expression level in

peripheral blood and QTc interval among 3 groups (x#s)

415 n miR-26a KjkKF¥  QTe [l (ms)
T2DM+CHD 4 80 0.42+0.16° 392.62+93.63"
T2DM 21 55 0.95+0.21° 304.57+64.41°
X RE 2 100 1.00+0.19 301.77+69.38
F1{4 31.594 25.584
PiE 0.000 0.000

1 - 5% B4 LA °P<0.05 ; 5 T2DM+CHD # %5 'P>0.05,

2.2 T2DM+CHD 41 " A [R] 7 Jik 56 e P 5t £ 35 4
JE 1l miR-26a & 157K F- . QTc [H] I Y b ds

T2DM+CHD 20 H Jaf [k 4 55 e f8 34 19 40 JA]
miR-26a FILKPAL TR A P R AL B B 2,
QT [AI ¥y TR A B b K G (b B b iR, 22 5%
A GE T L (P<0.05) ;1R A S 838 19 Fh JA] 1
miR-26a 35 7K | QTe [H] ] 5 55 1k B b £ 35 [
B, ERTEIHE L (P>0.05), k2,

®2 WEBIRMFRS miR-26a RikKFE . QTc BHIK
KE (xts)
Table 2 Relationship between coronary plaque

characteristics and miR-26a expression, QTc interval (x +s)

e Fpk BRE e Jot n miR-26a % ik K

QTc 8] (ms)

BBE 21 0.32+0.11° 451.51+92.97"
TRA B 34 0.45+0.13° 371.59+82.72"
5L B 25 0.47+0.20 371.77+£90.16

F18 21.932 34.491
P1a 0.000 0.000

1 G R LU P<0.05; 5 BESR [ °P>0.05,

2.3 T2DM+CHD 4 H1#hJi Il miR-26a £ ik 7K
55 QTe [a] A iy AH &1

2% Pearson £ 56 , T2DM+CHD £H 4} J& 1fil. miR-
26a ik K ¥ 5 QTe [H] W HA 11 A 56 ¢ R (r=—
0.500, P<0.05) . WK 1.

T T T T 1
0 02 04 06 08 1.0
miR-26a Fik 7K P

1 T2DM+CHD 4 H5ME il miR-26a RiAKF 5
QTc B HARIHE X 1
Figure 1 Correlation of miR-26a expression level in
peripheral blood and QTc interval in T2DM+CHD group,

2.4 4hJE I miR - 26a 3 35 K F . QTe [A] B X
T2DM+CHD & # 5 Ik FCBE 12 Wi i (8

Ah 1 miR - 26a £ 35 7K - . QTe [8] 2 W
T2DM+CHD 3 76 ok 5% B 1) il 26 T 1o A2 49 1 A
0.770 (95% CI ; 0.653~0.888) . 0.737 (95% CI ; 0.604~
0.870) , HR KT B 7 0.362.455 ms, X i 1 R 6 RE 43
BN 72.88% | 83.05% , T 51 4y B K 76.19% FI
61.90%. VLK 2,

100 miR-26a 1009 Qre iy

75

50

RAGE %

25

' T T T | t T T T |
0 25 50 510 0 2 50 g 100
LSk % 1A

B2 miR-26a Fi&7kF . QTc [EHIXE 7B Ak RIS BT &
Figure 2 The diagnosis value of miR-26a expression level .

QTc for coronary soft plaque
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2.4 T2DM+CHD 41 A [7] miR-26a 7 ik 8 7 Il
T JORE 20 M R - 1 b

T2DM+CHD 4 miR-26a 3¢ i%=0.362 £ & 1 Ifil
75 TNF-a. . IL-6 ICAM-1 . VCAM-1 % /K T miR-26a
Fik<0.362 M, 25 A G5 = L (P<0.05) .
W33,

&3 T2DM+CHD A A [E miR-26a 3R ik B E M K AE
WHETFRILLE (x=s)
Table 3 Comparison of serum inflammatory cytokines
between patients with different miR-26a expression in
T2DM + CHD group (x+s)

TNF-a IL-6 ICAM-1 VCAM-1

miR-26a n (ng/mL)  (pg/mL) (ng/mL) (ng/mL)

=0.362 23 22.55%7.41 76.52+10.35 247.46+£52.77 231.27+45.67

<0.362 57 31.92+9.71 95.61+18.57 314.58+73.52 274.51+89.45
t{E 4.669 5.856 4.5777 2.857
P{H 0.000 0.000 0.000 0.005

2.5 T2DM+CHD 41 "'/ [R] QTe ] 4] £ 3 1fiL 1 5
AR A bR 1Y B3

T2DM+CHD 41 QTc [ =455 ms & & 1Y MiL7F
MDA . 8-OHdG 7 &k T QTc [A] H1 <455 ms 1Y &
% ,SOD .GSH % i i T QTc [l #]<455 ms [ 57,
ZRWA IR L (P<0.05), W34,

%4 T2DM+CHD AHAR[E QTc B B & MF UMK
FEFRAYLLER (x+5)
Table 4 Comparison of serum oxidative stress indexes
between patients with different different QTc interval in
T2DM + CHD group (x+s)

MDA 8-OHdG SOD GSH
(pmol/mL) (ng/mL)  (U/mL) (U/mL)

=455ms 23 7.03x1.32 10.94+2.36 68.63+£9.04 58.72+10.08
<455 ms 57 8.19+1.85 14.58+3.26 51.3249.29 42.57+7.76

QTc [HH n

A 3.154 5.571 7.691 6.894
P{H 0.002 0.000 0.000 0.000
3 itig

I [ IT LB 4E ) T2DM &9 R A Wi T =, 1
I I KA B & AR R R R # . CHD &
T2DM ‘¥ UL 1) I 45 5 &0, P47 2 R
T2DM 4 3 CHD 5 & #3058 k7™ 5 1) e Jok e 4%
TR B e BEHRS O M, A e kB 28 R B, BB R
P 5 0 U 5 Ry B R . T2DM & 91 5 ik
BOBE B B kA A b Ik g A RS XU
U R TR I R 52 B rh 7 R 1T A T2DM
A CHD B3 Bt ik BEBL 4 7

miR-26a & — i ELA O I AR 57 T miR,
FEIEL Lo A B 4 ER 1 A0 ] I v 34 R AR
R AR 5Y R B AR R I8 1Y miR-26a 5 T2DM
B k4 CHD A,

] PRI B F ST B8 , miR-26a 5.0 A L AR
PRI, 3 3K miR-26a HA Hi.0 Bk w B 1E
o TR WA AR S i S 45 O i s B v O i H 2R
PR 2 R A AR R AR 3 30 L PR 2 RE A TR A 0
JUE F A B A AR Ak T S O LB A P RREE L O
K QT A0 = BRI IR 28 52 A 45 AR At ) ]
JHRR AT ROESS 3 QTe (M1 RE S 51 HERA 1Y P
W WL A BB o 240 L AR S A, O L R 4
HEL QTe (M AE K (8L, A WFITUESLE, ST Bedh
D WUAISE LR QTe MLERK H 5 HfEA X" 5 h
WE PRI AH G B BIFFETIE S , QT [H] 3 SE K S PR A
HR AT G R R, AR5
MriEse, 5441 CHD (1) T2DM S5 KR IR
b4, T2DM 4 3 CHD £ () QTe a4 2E K | 41
JRTE T2DM % & A= CHD 3 2 vh ml BEZEAE O WL
BRI BRI O R A B QT MM AR 1k

AHFGE S5 R4 /R 7F T2DM 3% % 4 CHD 11433
T2 H R A B9 miR-26a AT AEFZ AL AL A= B 16
QTc [AAZE K FEMIABETE IR 53 BT T 3% I HE b
55 CHD 5 Jk BEH P BT 1) OC & | 3 3 CCTA Fi A
CHD 5 ik BEHL I 5 43 R AR B He TR A BEHL NG (L 5
e, il ik b Rl BEePE it T2DM 4 9 CHD &%
miR-26a Fik K- QT [ 1Y 25 55 Al S51R G 5
PO AL BES 83 LA, OB 3 1) miR-26a
IKFEAR QT [BIHHBA 2 ZE K , 27K miR-26a AL IA
K QTe [AIHAFE K 5 PR RR e PR G i —20
i i3 ROC f#h 2843 M ik 52, miR-26a 2 QT [a] 1 X
T2DM 4 Jf CHD & R BEH AT 2 Wi i {8

7E T2DM % CHD (%) % % i #2 H' , miR-26a
15 % QT [A] A ZE K LA K B B Joit 4 A28 1 AH 56 53 F
BILH AT R 2R A S B AU A I 38 o7 A R 280
22 b JRAE N ARLER 7 B S AR = m s s P 48245
FEEFHAE MR, IR 25 RO ek
ALONUHAE I IO S R G 0 TR OB
FHM QTe MIAYLEL""Y, TNF-a IL-6,.ICAM-1,
VCAM-1 & H Al E %15 CHD %95 %5 VA 56 i R
A PR, A S S S Y R R TG s MDA
F1 8-OHAG 2 2 i e AE S8 AL L S 43 9 7 ), SOD
1 GSH )2 k2 3 48 e PR fr AR FH P Aa A e il ek
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7% IL-6. IL-17 A E-%F AECOPD £ 35 il 348 b e 1 HL
W2 W R e 8 S 50 e

jq—’;‘?&l %%*&2*

[ E] B S0 AgEs£-6(1L-6) A F-17 (TIL-17) 7K X6 18 4 BH ZE 1 Al 2 s
SN E (AECOPD) 45 I lili s e i L A2 W A (B 2 TR A T 00 o 7% #E T 2018 4F 12 ] & 2020 4F
12 H B #0578 b S YT 2 o P PR RRISCIAR B4 203 5] AECOPD (B35 1R i 75 X 52, AR 3 3 I
T I I R 121 ) 5B 3 VA B A, 82 ) B A S AR IR g 2, SR FH R G 28 W B2 (ELISA ) A6 )
L35 H -6\ TL-17 K, SR F 328 TAEARAE i 28 (ROC) ¥4 TL-6 \ TL-17 2 Wisi i , K60 58 32 5 0 i
BRSO, 20 8T AECOPD & IF i i e i fa b R 2 . 4558 L4 I i TL-6  IL-17 /K- = TR B e
4, 2250 g 2EE L (P<0.05) ;IL-6 X AECOPD & I filifif /s 4 112 Wi AUC 4 0.753,IL-17 %} AECOPD
A FE IR IR L (412 W7 it 48 F 1 FH (Area Under Curve, AUC) K 0.781 , B4 12 Wi % AECOPD 4 3 liti il Jek x
12 AUC K 0.894(95%CI : 0.814~0.997) , B I 5 T 531 (P<0.05) ; AECOPD & I Jifi #ld Jg& e k6 35 9 JL 1
PR R MR TR & 63.30% , 22 FCBHPE B 5 31.19% , B 4 5.51% ; 4R i =60 % ¥ B Bf ] =14 K ML
i S [A]=48 h I8 IL-6=35.28 ng/L | L 1L-17=>288.17 ng/L ¥JJ&: AECOPD 4 F:fili i B g (1) /& I 1] %
(P<0.05). Z5it 17 IL-6.IL-17 /& AECOPD & ili & B 4 (1) I 2 Wi 8 5 I f& W K %, AECOPD &
i S R G JAE A 2 Ay 2% [ P TR A

[X$R] AHMENFE-6; AN F-17; 181 FHIETENps Sk

The value of serum IL-6 and IL-17 levels in the early diagnosis of AECOPD complicated
with pulmonary infection and analysis of pathogenic bacteria

LIU Wei', MA Qingsong™*

(1. Department of Laboratory Medicine, Beijing Luhe Hospital, Capital Medical University, Beijing, China,
101149; 2. Department of Laboratory Medicine, Hospital of Traditional Chinese Medicine, Qian’an, Hebei,
China, 064400)

[ABSTRACT] Objective To analyze the value of serum interleukin-6 (IL-6) and interleukin-17 (IL-17)
in the early diagnosis of acute exacerbation of chronic obstructive pulmonary disease (AECOPD) with lung
infection and the pathogenic bacteria. Methods A total of 203 AECOPD patients admitted to the Department
of Respiratory Medicine, Beijing Luhe Hospital, Capital Medical University from December 2018 to December
2020 were selected as the research objects. According to whether the patient has pulmonary infection or not, 121
patients were regarded as the infected group and 82 patients were regarded as the non-infected group. The levels
of IL-6 and IL-17 in serum were detected by enzyme-linked immunosorbent assay (ELISA) , the diagnostic
efficacy of IL-6 and IL-17 was evaluated by receiver operating characteristic curve (ROC), and the distribution
of pathogenic bacteria in sputum of patients was detected. The risk factors for AECOPD complicated with
pulmonary infection were analyzed. Results The levels of serum IL-6 and IL-17 in the infected group were

higher than those in the non-infected group, and the difference was statistically significant (P<0.05). The AUC

AEH B4 L FAREA R F WG T E R RA, BT 101149
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of IL-6 for the diagnosis of AECOPD with pulmonary infection was 0.753, the area under the curve (AUC) of
IL - 17 for the diagnosis of AECOPD with pulmonary infection was 0.781, and the AUC of the combined
diagnosis for the diagnosis of A with pulmonary infection was 0.894 (95% CI: 0.814~0.997) , which was

significantly higher than the single detection (P<0.05) ; Gram-negative bacteria accounted for 63.30% , Gram-

positive bacteria accounted for 31.19%, and fungi accounted for 5.51%. Age = 60 years old, hospital stay = 14

days, mechanical ventilation time = 48 h, serum IL-6 = 35.28 ng/L, serum IL-17 = 288.17 ng/L were all risk

factors for AECOPD complicated with pulmonary infection (P<0.05). Conclusion Serum IL-6 and IL-17 are

early diagnostic indicators and risk factors for AECOPD complicated with lung infection. The pathogens in

AECOPD complicated with lung infection are mainly Gram-negative strains.

[KEY WORDS]

15 M BH ZE M fifi 5 95 201 I EE (Acute exacerba-
tion of chronic obstructive pulmonary disease, AE-
COPD ) H 1 4 BHL 4 Jii 92 o 32 Jo& 7 B, F % T
JIi ¥ 286 B K i ARG £F B 3B o B A A TR R 45 5
RO R A, BRI 0 A A T AR
HLZRNEEN NHURGLEE B, 55 B TR
ST N R [ TS € i A I = s 1K A O
AECOPD & I Jifi iR & e 36 97 T Be LA BHA
7O 2 SR R RO Ry L, HOE REASTE
PRI S H AT 2 W RO R Al R T T, X e
HRE UG AR BAERE L A
% -6 (Interleukin-6, IL-6) A [ 4 Jifd £~ % - 17 (Inter-
leukin-17, IL-17) 7KV 5 HLAR 5 AE K125 VIAR OC
SR H A RERE bR . BFRE R W] IL-6 & —Fh
225300 A B B, RE 8 5 22 0 40 L AL 1 B[] ) 4
RE SN A& A T IL-17 BE 08 5245 K & R4
JEL, BT AR AE A F- 2 SRS AE SO BAR IL-6
FIL-17 B REXT R g HA — 2 Wi (i (A A
FATHAE bR R A R RYBREE . ATTORAR T IL-6 |
IL-17 7K °F-%F AECOPD 45 I Jifi sk % 1y L 10 12 e
WAl S s T 4 A A5 O, B 7E Wil R AECOPD &
Tt R 12 I SR YT S AR

1 #MRERE

1.1 — sk

PEHL 2018 4F 12 H & 2020 4F 12 A & #F E F
TR B T b s i T 2= B PR I P9 R ICIA 1Y 203 1]
AECOPD £ & 15 W WF 5% %, i2 Wi ik 45 (2015 4F
GOLD 18 P pH ZE M il e i 48 ma )™, #c AR 2 5
B I il 5 B G g £ A A3 Sl ol B 4 (n=121) R
J&YL 4 (n=82) , AECOPD & I i B Y 75 & LR
PRUE™ & I | A0 S b kL 20 KO T
QR G = Ko A il 355 8 i V= T A8, AR A K A

Interleukin-6; Interleukin-17; AECOPD

W 728 B BE I 17 2 e, RR R B IR i 4k
PRUR 3 B 0 AR [R5 JE 0, 80038 43 1A ) It . 98 ok
T80 TR R >10" cfu/mL 1) S8 512 W i s SR
Yoo RRYGLH  E ME 75 ) Aot 46 ], O S5 AR S
(56.44+8.26) % 5 AE & e 41 rf 5 PE 56 B . Lo Pk 26
B, AR RS (57.1327.15) % o PARRE: DR H
#1125 AECOPD & Jf i #l e YL i & s Q- B R &
FEH AR PR, — G DU . HEBRbRE : D%
P R Q@ B e g iR A s QFEENEAR )
BEIL A R i 28 B IR IR R R
SERE ) B E ANIAARRMETE . AT A B E &
K@ B Z W A R B RSB e %
L RS BiRugs
1.2 ik
1.2 FEEE S W AR ARSI I % TL-6 IL-17 /K-

B NA G H 3 RICTE R AR B H N IE i
ki 3 mL FICH 4 A7, 3 000 r/minX10 min 2504
A BRI , >R I K A 28 W BfFZ: (Enzyme-linked
immunosorbent assay , ELISA ) {7 &5 (I ¥ B B 4=
W)A7 B2 1) R i R IL-6 IL-17 /K7 R4
PR A% BEULIH 45 /R #8647, T Varinskan LUX Jiff
A% (2% E Thermo Fisher 2 5] ) F46 1 45
1.2.2  BRE IR 5 B oA

SR MR RE TR 5ok H B SRR
DR, A T B IR G 8 2 R H TC T R 4
KRB W ARG N T 2 h Nk, BB T
WEEEARIE b K A . AR <1 2.5 S S A8 A o, 0l
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F1 FWABEMFIL6.IL-17 KFELLE (v+s)
Table 1 Comparison of serum IL-6 and IL-17 levels

N

between the two groups (x+s)

e n L7 TL-6(ng/L) M35 IL-17 (ng/L)
E[ IR 83 27.89+7.59 185.32+31.79
YL 121 56.64+15.88 397.69+58.44
1l 15.248 30.019
P{H <0.001 <0.001

2.2 [fil% IL-6.IL-17 % AECOPD & Jf: ifi ] Jak s
(1) R 2 W (A

M3 IL-6 IL-17 — F B A2 W% AECOPD &
IF: i 5B & YL (912 W AUC N 0.894.(95% CI - 0.814~
0.997) , 12 Wi L fig B T B 101 (P<0.05) . W3 2.,
ERE

F®2 IMEIL-6.1L-17 X AECOPD & JF i 55 B S 1Y
L HTRRE
Table 2 Evaluation of the diagnostic efficacy of serum IL-6
and IL-17 on AECOPD complicated with lung infection
AR (E SR HURE e S
(nglL) (%) (%)
45.28 73.32 70.66 0.545~0.812 0.022

360.19 74.79 71.52 0.581~0.834 0.013
860.25 84.77 0.814~0.997 < 0.001

LT AUC 95%CI  P1d

i IL-6  0.753
My IL-17  0.781
K& 0.894
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Figure 1 ROC curve

&3 AECOPD & F fifi i /2t S s JR 51 R A A, b
Table 3 Pathogens and composition ratio of AECOPD

complicated with lung infection

9o JEL AT B (n=109) FRLLE (%)
L QPR R SR AR R 25 22.94
A [CAS BT 1R 22 20.12
Jiiti ¢ e BR AT TR 9 8.28
Km¥eas 7 6.44
WE A7 2F % I I 5 4.60
HoAt 1 0.92
WL CBHPERE A A Bk 22 20.12
Jii 4 i B P 6 5.55
2 Fe B RR P 4 3.68
HoAth 2 1.84
HE [ERER(F¥ZA 20T 3 2.75
[ERCMES N 3 2.75
HoAh 1 0.92
BT 109 100.00

2.4 AECOPD & FMili s e ity fE s IR R 4 At

ERE, A FER =00 % AERehf =14 K |
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IL-17=288.17 ng/L ¥J /& AECOPD 4 Jf: fili 353 JE G2 1)
fak N & (P<0.05), W4,

&4 AECOPD & F &R BB fE B B = 3 4
Table 4 Analysis of risk factors of AECOPD complicated

with lung infection

e
(n=82) (n=121)

56(68.29) 75(61.9
56(68.29) 75(61.98) 0850 0.357

S

451 5

. 26(31.71) 46(30.02)

RS () <60  52(63.41) 31(25.62)
28.891 <0.001

=60 30(36.59) 90(74.38)

fEBERTE (d) <14 61(74.39) 39(32.23)
34.761 <0.001

=14 21(25.61) 82(67.77)

GIRaRinL] < 5 . 36.:

B <] (h) 48 55(67.07) 44(36.36) 18451 <0.001
=48  27(32.93) 77(63.64)
IfiL3% IL-6 (ng/L) 35.28 59(71.59) 35(28.93)
=35.28 23(28.41) 86(71.07)
L% IL-17(ng/L)  <288.17 61(74.39) 36(29.75)

=288.17 21(25.61) 85(70.25)

7H PE

36.391 <0.001

39.031 <0.001
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18F-FDG PET/CT SUVmax.TLG t MTV 5 GIST %
PEFREER) G &

M RGBT ORI W=k

(¥ E] B8 sl ECE AL BT & SHE Z B R LA Z 82 R (18F-FDG PET/
CT) it KA v 458 BUE (SUVmax ) 5 iR AC A B (MTV ) LRk B 8 e i (TLG) 5 i 388 1 S Jg
(GIST)EMEREM R . Ak HEE 2016451 A 2 2020 42 3 AT %1 AR EEBE 58 Bl 28R J5 s B 25
112 GIST B, Wtk 8 e K MO A% 7 YOkE, 883 18F-FDG PET/CT BHYEZE, 34T 18F-FDG PET/CT Ak
55 B R BURRAE , 20 B SUVmax . TLG M MTV 5 A [ i B AE 09 40 56 ¥ L & SUVmax . TLG K
MTV 5%t GIST AR ETMME. &R 58 4 H 4 T 18F-FDG PET/CT FHH4E 40 #i](68.96% ) , [ 4E
18 i (31.04% ) . 18F-FDG PET/CT PH: 15 B4 B & 6 AN R i ELAS FE RS TG 00 %3 4 Ki-67 185K f&
6 A3 TG I P LA 2 B S T2 0 X (P<0.05) . SUVmax {HAEAR R4 Ki-67 1550 G
B A% UG P R 25 S G X(P<0.05) , TLG K MTV 757 [ i B A% 4 2% Ki-67 F8 5.
TGS B d TG P e 2 9 A i 2272 L (P<0.05) . 48 Pearson #1534, SUVmax 54% /3444 Ki-67
FRE SEB T 34 1EAH 56 (P<0.05) , 5 I BLAR TCAH M (P>0.05) , TLG Bt MTV 5847344
Ki-67 f8 45 SR 540 HU e AR IEAHIE (P<0.05) o 31l ROC W] A1, TLG \MTV 545X}
GIST &M AR BE T AUC  RELE 45535 T SUVmax (P<0.05) ., 4518 il jd 18F-FDG PET/CT &
AR SUVmax .\ TLG K MTV U8R T 58 T 2 GIST APk fa e B2 Full 48 41k 2%

[%$%i7] 18F-FDG PET/CT; SUVmax; TLG; MTV; GIST

Relationship between 18F-FDG PET/CT, SUVmax, TLG, MTV and the malignant de-
gree of GIST

YANG Zhaohui', DENG Shaogiang'*, GU Fajian’, QING Rengiang'

(1. Department of Radiology, Guang’an People’s Hospital, Guang’an, Sichuan, China, 638000; 2. Department
of Nuclear Medicine, Affiliated Hospital of North Sichuan Medical College, Nanchong, Sichuan, China, 637000)

[ABSTRACT] Objective To analyze the relationship between 18 fl uoro - deoxyglucose positron
emission tomography - computed tomography (18F - FDG PET/CT) , maximum standardized uptake value
(SUVmax) , metabolic tumor volume (MTV) , total lesion glycolysis (TLG) and the malignant degree of
gastrointestinal stromal tumor (GIST). Methods 58 patients with GIST diagnosed in Guang’an City People’s
Hospital through postoperative pathological examinations from January 2016 to March 2020 were selected. The
clinical and imaging data of the patients were collected, and the positive rate of 18F-FDG PET/CT was counted,
pathological characteristics of 18F-FDG PET/CT positive and negative patients were analyzed, the correlation
between SUVmax, TLG, MTV and different pathological characteristics were analyzed, the predictive value of
SUVmax, TLG and MTV on the malignancy of GIST risk were analyzed. Results Among the 58 patients, 40
cases (68.96% ) were positive for 18F - FDG PET/CT and 18 cases were negative (31.04% ). There were
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statistically significant differences between 18F-FDG PET/CT positive and negative patients in different tumor
diameter, metastasis, mitosis, Ki - 67 index, risk classification, and prognosis (P<0.05). There were
statistically differences in SUVmax values in mitosis, Ki-67 index, risk grade, and prognosis (P<0.05). There
were statistically significant differences between TLG and MTV in different tumor diameters, mitotic figures,
Ki-67 index, risk grade, and prognosis (P<0.05). Pearson correlation analysis showed that SUVmax was
positively related to mitotic figures, Ki-67 index, and risk degree grade and prognosis (P<0.05), but not with
tumor diameter (P>0.05). TLG and MTV were positively correlated with mitosis, Ki-67 index, risk grade,
prognosis, and tumor diameter (P<0.05). The ROC curve results showed that the AUC, sensitivity, and
specificity of TLG and MTV in predicting the risk of GIST malignancy were higher than SUVmax (P<0.05).

Conclusion  Obtaining the metabolic indicators of SUVmax, TLG and MTV by 18F - FDG PET/CT
examination may provide a reference for the prediction of the malignant risk of GIST.
[KEY WORDS] 18F-FDG PET/CT; SUVmax; TLG; MTV; GIST
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ed tomography , 18F-FDG PET/CT) £ & 1 fiff i 4%
T REACHE AR B AL E, 78 lm PR bR ] T 22 A e
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0.05 M2 5FA Gt R

2 #R

2.1 58 il % 18F-FDG PET/CT BH %%

58 | B % b 18F-FDG PET/CT FH 4 40 14
(68.96% ) , FAYE 18 1 (31.04% ) .
2.2 18F-FDG PET/CT FH M55 BH M 5 34 5 B AR AIE
R

PH M 55 B 1 2 AR AN W) R ELAR RS IS O
B384 Ki-67 1850 fERE g TR 1 ol He
WERWHEGI#E X (P<0.05) . W1,
2.3 SUVmax. TLG M MTV 5 GIST J5 B & 501

SUVmax {HEAR #3344 Ki-67 F850 . fa
JE 90 UG I 2 A St L(P<0.05) ;
TLG J& MTV ZEA[R] e BLAR B4 Ki-67 15
BERE SR TP HEZERAESRITFE XL
(P<0.05), W32,
2.4 SUVmax. TLG K MTV 5 /A [a]95 BRARAE (440
PEinii

PAAFR 2 AT SO R A TAE SR 3BT, ol %0
SUVmax 5 #4345 Ki-67 1550 fG 16 B 439 T
J& 49 0 1E A 56 (P<0.05) , 5 e 42 0 AH 56 1
(P>0.05), TLG & MTV 5#% /%1% Ki-67 1545 .
& WS BE 43 G WU L ko AR 34 Ok IE A OE (P<
0.05). W#%3,
2.5 18F-FDG PET/CT 1R 5 #5 SUVmax. TLG
K MTV 55 5%F GIST 31 £ [ B 0 497 (L

#x1 ROC £k il 1, TLG \MTV 48 b5 %} GIST
M B O AUC, R R EH & T
SUVmax (P<0.05)., W34 KKE 1,

%1 18F-FDG PET/CT PH.BAf B ERIBFHELLEL [n(%) ]
Table 1 Comparison of pathological characteristics between
18F-FDG PET/CT positive and negative patients [ n(%) ]
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&2 SUVmax, TLG B MTV 5 GISTRESHHIX R (v+s)
Table 2 The relationship between SUVmax, TLG, MTV and GIST pathological parameters (x+s)

R AR n SUVmax tfE  P{H MTV(em®) tfH PH TLG t{H P{H

P53 5B 28 6.13+1.26 10.26+2.15 52.13+10.30
0.094  0.925 0.648 0.519 0.096  0.923

5’8 30 6.16x1.17 10.65+2.41 51.87+10.21

S >60 % 39 7.12+1.64 12.36+2.14 59.26+10.25
0.151 0.880 0.164 0.869 0.317  0.751

<60 % 19  7.05x1.67 12.25+2.84 58.33+10.87

IR AR >5 35  8.31x1.14 15.59+2.47 98.59+15.87
R L em 1243 0218 25.847 <0.001 31364 <0.001

<5cm 23 7.85x1.68 2.16+0.33 10.21+3.25

NWEATEE Y 2 25  6.15x1.30 0.11+1.48 66.59+10.54
B AR = 0.125  0.900 0.276 0.783 0.262  0.793

w 33 6.11x1.12 9.21+1.30 65.85+10.69

Lz I 26 6.31%1.20 10.36£1.20 80.85+10.63
MR R = * 0.066 0.925 * 0.057  0.954 * 0.133  0.894

T 32 6.29+1.14 10.34+1.39 81.22+10.34

14544 (45 50 HPF) >6 34 8.54+1.74 22.26%3.59 22.25+4.85
14.256 <0.001 17.231 <0.001 35.020 <0.001

<6 24 3.45%0.15 8.59+1.84 122.25+15.67

Ki-67 5%k >5% 36 8.66x1.64 33.29+3.50 25.26+4.15
11.702 <0.001 37.886 <0.001 38.240 <0.001

<5% 22 4.51+0.67 0.87+1.48 132.05+15.57

CD117 BH 53  7.25+1.64 15.26+2.29 ) 66.87+10.95
: 0.197 0.843 0.393  0.695 0.049  0.961

[ 4k 5 7.10£1.33 15.68+2.13 67.12+10.21
CD34 [ 46 7.201.21 16.29+2.30 70.15+10.61 B
0.234 0815 0.265 0.791 0.309  0.758

PR 12 7.11£1.08 16.48+2.11 71.21+10.14

% B4y 21 2.50+0.84 2.11+0.50 11.26+1.85
el ﬁf_'i 17.960 <0.001 32.040 <0.001 28.258 <0.001

P-EfE 37 9.26x1.60 28.49+3.74 114.25+16.58

i) 1-3b 21 3.11+0.14 2.92+0.55 10.26+1.68
15.844 <0.001 30.610 <0.001 32.528 <0.001

5-6b 37 8.71xl.61 26.35+3.47 121.35+15.54

F3 SUVmax.TLG & MTV 5RERIEFFERITE X 1T
Table 3 Correlation analysis of SUVmax, TLG and MTV
with different pathological characteristics

—— SUVmax TLG MTV
i PE rfE PIE rfi P
Wy 0561 0005 0499  0.019  0.709 <0.001
Ki-678%0 0388 0.047 0.698 <0.001 0.503 0.016
G EA9% 0416 0.031 0502 0.015 0518 0.009
= 0458 0.021 0.733 <0.001  0.677 <0.001
MR A 0214 0151 0381 0.044 0497  0.012

&R 4 18F-FDG PET/CT X i§{#§#% SUVmax. TLG K MTV
5% GIST ‘&1 e b E Fil i) (&
Table 4 18F-FDG PET/CT metabolic index SUVmax, TLG
and MTV and the diagnostic value of GIST malignant risk

FRMPE T cutoff AUC — 95%CI MUk 45 Py
SUVmax 3.96 0.674 0.520~0.828 0.762 0.686 <0.001
TLG 1846 0.833 0.727~0.938 0.707  0.883 <0.001

MTV 66.29 0.733 0.727~0.938 0.703  0.791 <0.001

PET/CT A4 & —F ] IE L A% R AT I
PR ER AR E AR, 18F-FDG 2 H A AR e 22 1
Fifrge ARG S A5, AT o AR 1 P 4 e
BOT R e PR, g 4 f  a] W 18F-FDG #4415 Bk
HAEJR TS v 8 . PET/CT K25 7] ] PET M43
TR L s e g i) A 2k ﬁi_a‘igﬁlzﬂ%’iﬁﬁ
CT SR MUK 40 17 5 G540 B 5 05, PR 455

— SUVmax
TLG
MTV

— nyn

0 02 04 06 08 10
145 5

B 1 ROCHZE
Figure 1 ROC curve

T PET U4y B3R AN CT 5 1 IR M () BRBE L Rk
PEEZWIRLEE, R W T R B I R 2 KT T 4
W AT T RN RE TR e T TS 1 PEA 4R
HETARIE TS . E MG 5T i 18F-FDG PET/
CT fRIHE bR X GIST MG AT ITAN , & BLfE
x5 2 v )R8 3 A I 18F-FDG 1) SUVmax {H
b H IR fE 5 B GIST % 5>, Shearston 55 A Hf
R, Ki-67H8 A %ﬁﬂ% 55 18F-FDG & U2
JEZ BAFAE—E IR . AT &I, 18F-FDG
PET/CT SUVmax 5 KN Sl fe 439 Ki-67
FEROEE 2 18] IEAH & , Hoxt GIST [ e B 78 ) 4
5B Ik 04.7% M o AR 5E 45 SR #E R 18F-FDG
PET/CT A5 #x [H 4 2 FL R BLAR B /R — 35 B AR

e ] o B AR R B o G S PEA RS K
o A5 T meta 5347, 4 18F-FDG PET/CT
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K # Xt GIST WEH B 4 93% , URFE S 30
88%""' . MTV 5 TLG J& it 5 & BRI =4,
i 18F-FDG PET/CT i # H & 48 [ 47 B A1 fr
A5, AT Sz Wl g 17 g AR 223 1R, E A Sk S0
S N RIS M Mg R N Tz, A R
FG R o 1 S B PEAG S S 5 TRk, RIS
ROC 1 £k 45 % % 7% , SUVmax [l £& F i F% T
MTV . TLG, {H =35 BU B FRe 5 B2 3 7E 60% LA I,
Il TLG \MTV $5%5 %1 GIST Mt f5 & B 1l AUC .
REE 5 Y ST SUVmax, #2785 SUVmax
TLG & MTV $8 bR 7E GIST JE L B P4 v ml GEAE
HE—E I HANME

28 ik, i i 18F-FDG PET/CT K5 7 4k Bt
SUVmax . TLG & MTV {4555 ] fE 7] >4 GIST %
PERR B TRt S

&% 3k
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FRENRIR R 4 Ranson ¥4y . APACHE 1l ¥£4y .PCT
SRR G R 00t

RE®R* LR FRAL

(8 ZE] BH® AHrEEBRER (SP) % Ranson PE43 . 201 A= B AN M 4d B % (APACHE 1T )
PEOr B R JF(PCT) S5 A R 6 R, Ak #EHC20154F 10 H & 2019 4F 10 H T4/ 5Tl
2R A B A K BE B v AL B X IR Y 65 4 SP B &1k SP 4, e IR ] 32 19 SP Jf: % i B Y & A
Rt K G, AP 4L Ranson P43 . APACHE Il 343 \PCT 7K~F-, 2% JH Pearson 43 #7 4546455 PCT . It &
ks % G A D&M L SR H Logistic 19159 43 B SP 3 & g i R e () AH 5 B 2, SR H 2203 T AR RRAE il £k
(ROC) & £k F 1 £ (AUC) 43 #7 Ranson . APACHE T1 P43 750 3 & B AR R UL OB . R I Kl
HIH LA E AT R S L A 404 Ranson PE4) . APACHE 1T #43 \PCT i T SP 4, Z R A G it 24 =
S (P<0.05) ; Ranson Pf- 43 APACHE Il 43 . PCT 5 Jf: % JB Ji JE& 4t &2 1 A1 56 (P<0.05) 5 I % %% T Wi
Ranson 114 . APACHE 1T 14y \ PCT & 5 Wi SP 3 B4 & £E 1) #H G fa 6 R 2 (P<0.05) ; APACHE TT 3143
TN FH & PR YL 1) AUC 24 0.808 , BRIBHE R 19 43, HURRE R85 433114 84.37% .67.69% , Ranson P43l
DI % 19 Bt e 1) AUC 2 0.715, #R Wi {8 R 6 43, BB L Fe 5 1% 43 1) 59.38% . 87.69% ; Ranson
APACHE II #1435 PCT 2 1IEM 56 (P<0.05) ., #5318 Ranson ¥4} . APACHE II #1-43 . PCT 5 5 AE B JIE 28 JF:
TP IR B T A DG, T SRy R O 1 K AR AR S

[K8IA]  HAEPHE K ; Ranson P£4; APACHE Il #¥4); PCT; [HARERYL

Relationship between Ranson score, APACHE Il score, PCT and concurrent pancreatic
infection in patients with severe acute pancreatitis

BI Zhenggiang* , FENG Yajian, YIN Chenglong

(Department of Emergency, Jiangbei Hospital, Zhongda Hospital affiliated to Southeast University, Nanjing ,
Jiangsu , China, 210044 )

[ABSTRACT] Objective To analyze the relationship between Ranson score, acute physiology and
chronic health status (APACHEII) score, procalcitonin (PCT) and concurrent pancreatic infection in patients
with severe acute pancreatitis (SP). Methods 65 patients with SP who were admitted to Jiangbei District ,
Zhongda Hospital Affiliated to Southeast University , Nanjing City, Jiangsu Province from October 2017 to Oc-
tober 2019 were enrolled as SP group. 32 patients with SP infection complicated with pancreatic infection were
selected as the concurrent infection group. The Ranson score, APACHE Il score and PCT level were compared
between the two groups. Pearson analyzed the correlation between each index and PCT, and complicated pan-
creatic infection. Logistic regression analysis was used to analyze the factors associated with SP infection in the
pancreas. The receiver operating characteristic curve (ROC) and the area under the curve (AUC) were used to
analyze the Ranson and APACHE Il scores. The value of pancreatic infection. Results In the concurrent infec-
tion group, the proportion of patients with organ disorders, white blood cell count, Ranson score, APACHE Il
score, and PCT were higher than SP group (P<0.05). Ranson score, APACHE II score, PCT and positive

AR B 5 E AT B F 40 # B AR B (K201105)
AL TR AR T RBKFR AT RERITIR K ESH, L5, @ % 210044
*BAZAE A B R SR, E-mail : bizhengqiang2021@163.com
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pancreatic infection were positively correlated (P<0.05). Complicated organ disorders, Ranson score,

APACHE Il score, and PCT were the risk factors for the occurrence of SP complicated infection (P<0.05).

The APACHE II score predicted the AUC of concurrent pancreatic infection was 0.808, the cutoff value was

19 points, sensitivity and specificity were respectively The Ranson score was estimated to be 0.715 and the cut-

off value was 6 points. The sensitivity and specificity were 59.38% and 87.69% , respectively. The Ranson and
APACHE II scores were positively correlated with PCT (P<0.05). Conclusion Ranson score, APACHE II

score, and PCT are positively correlated with severe pancreatitis complicated with pancreatic infection, which

may provide a reference for early prediction of disease occurrence.

[KEY WORDS]

HAE IR % (Severe pancreatitis , SP) 2 7 21tk
Ji¥ Bt 48 (Acute pancreatitis, AP) FY 20%~30% , #4515
faE, AT B2 FOf RAE B R AR
DITERFTESE 1, 29 80% 1 AP ST f41] 5 I I &
KEA G, HARYE ARG A, 8%~10% AP 5 1]
I K JE MR R e T AE SP R X — He R i &
40%~T0% , K IHG TR 5000 SP A8 5 I 4 Jo i ke e 114
AN A = o177 N R TN & B == S N
Ranson PF-53 605 A BET 1 405 0B A5 5 Sl
RIEAR B ABE G5 —A 24 h RBP4 R B A6
g bR, 2 P4l APSRTE FATfERE R . kR
018 1 {8 B R &0 (Acute physiology and chronic
health evaluation Il , APACHE Il ) 7% 76 AT &
SE WS4 24 h S, FTORAN SR W R RS 5
TiE o F%%5 % Ji (procalcitonin, PCT) J2& H| Wi & 4% |
JW BRI B R A8 bR , Rk K 5 RE A BTN B R
) RE TR DI AR DG o A BF Y 43 B Ranson ¥ 43
APACHE Il ¥¥:43 \PCT 45 SP Jf- & BRI YL I K R
&I,

1 BRMTE

1.1 — %R

TEHL 2015 4E 10 J1 & 2019 4E 10 A VL9544 1
HUTH 2R B KB IE oK B e T AR B IX R 1Y 65
i SP 34 N SP 41, ¥ HU IR 32 {41 SP 3 & Jik
R IR H A NI R Y 4 . o SP 4 % 33 ],
B 32 ], 4E 8 7 # (41.88+8.35) % 5 I R YL 4
15 61, B 17 ], AE IS F- 1 (41.724£9.33) % . 94
A9 B ¥ 5 A (2 M IR R 1236 16 B (2014
RO Yt R bR A, BB S K AT
it 45 Ty BE B A, HE B 1 1006 R A T 4k
AR R 12 R IR e R . AT AR
RSB A R A . A SE I 28 B B AR L2 5
S

Severe pancreatitis ; Ranson score; APACHE Il score; PCT; Pancreatic infection

12 Hik

WO FR PRI KR A BE I ] AR IR G AL
FEAfP \Ranson PF437 (3 11 AT H |, 4500 H 2R H
0.1 VP43, fems 20 11 43, o (B 1 ™ ) |
APACHE I %43 (3 71 43, ¥ 70 8 5, 0 175 ™
) ABEHT IME PCT GE R 5 ROKIE A TRA
B2 ) IR S 328 MR S92 35 AN ) 258 s R 9 ek o
1.3 Gl )ik

K HI SPSS 22.0 Geit 2@ A A T | 11 E
BEL (R +s) Fon e K56, T ECRBHH n (%) 2w |
2 K5, >k H Pearson 43 #7 Ranson 143 . APACHE
11 77435 PCT & IR e AH 1, SR H Logistic
[l 54 5387 SP I BB B B G (R R DG IR 22, R FH A2
R TAERAE i 2 (ROC) K ROC F 1 F1 (AUC)
/1M1 Ranson . APACHE II #¥43 .PCT il 3§ & ik i
TGN E . P<0.05 B 2ZEFAH G248 L

2 HFR

21 YRR L

WL ) 06 2 A B i T) AR IS O TR LA
PR I VE K Bl O AR LA, 2 R g R E X
(P>0.05) ; Jf ARG I R A B Faas B b L [
MM itEm TSP, ZRAS I FE X (P<
0.05). WFEI1,
2.2 P4 Ranson -5 . APACHE Il i¥-%3 . PCT /K
T

I & IEYL2H Ranson PE4) . APACHE II ¥4} .PCT
BSPHm, ZRAGIH R X (P<0.05) . W32,
2.3 Ranson I/ .APACHE I ¥4y .PCT 53 & Jif
Ji IR B A Ak

Ranson 3 43 5 Jf & B IR 8% g & 1F M ¢
( =0.614, P<0.001) ; APACHE Il #¥-43 5 - & I A%
YL 5L TE A O (4°=0.417, P<0.001) ; PCT 5 3 & JBk
IR 5 T AH G (4°=0.425, P<0.001) .
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x1 BMA—BEBER [(x£s).n(%) ]
Table 1 Comparison of general data between the two groups

[(x+5),n(%)]

SP 4 It R IRG

GOkt (n=65) (n=32) it P
Rt 32/33 17/15 0.13 0.718
KIREABERTE (h)  3.79+0.86 3.84+1.35 0222 0.825
i (%) 41.88+8.35  41.72+9.33  0.085 0.932
g [l RS 14 12(18.46) 5(15.63)
JEEE 43(66.15) 23(71.88) 0.325 0.85
BUFEE 10(15.38) 4(12.50)
e PRI 5(7.69) 2(6.25)  0.025 0.874
sl T IR 2(3.08) 0 0.553
IR A 5(7.69) 9(28.13)  5.689 0.017
IMIEMEF(U/AL)  511.96%15.86 517.64+11.82 1.794 0.076
FEIER L BHMERE 28(43.08) 14(43.75)
F2 A 31(47.69) 16(50.00) 0257 0.83
W) 6(9.23) 2(6.25)
HANM 5 (X10°7L)  14.26+1.55  15.43+2.16  3.057 0.003

%2 L&A Ranson W45 (APACHE Il #43 \PCT (x+5)
Table 2 Comparison of Ranson score, APACHE Il score
and PCT between the two groups (x+s)

Gkl g Ranson 74y APACHEI 4  PCT

4r) 4r) (wg/L)
SP4H 65  4.46+0.98 17.86+3.55 2.16+0.74
JFPREILH 32 6.17+1.63 20.91+4.16 4.87+1.05
tH 6.436 3.756 14.701
PiE <0.001 <0.001 <0.001

2.4 520 SP I R BRI e Az 1 K2R 4B

It % 2% B BE 1% . Ranson i¥ 4% . APACHE II #f
43 \PCT &5 SP I & &Y e A= (A S FE R TR 26
(P<0.05), WL#3.

R3  FME SPHABRIRBAA 1) Logistic ZITEIFFIZA
Table 3  Analysis of Logistic multiple regression equation

affecting the occurrence of SP complicated with pancreatic

infection

™ . Wald
AN S B1E SEfH o OR{H  95%CI P
JERISERERG 1419 0511 7.709 4.132 3.015~5.663 <0.001
FIAT 40 0.599 0.544 1.211 1.820 1.359~2.437 0.069
Ranson ¥F43  0.356 0.139 6.574 1.428 1.027~1.986 <0.001

APACHE Il #F43 1.156 0.407 8.066 3.177 2.863~3.525 <0.001
PCT 2.102 0.359 4.283 2.102 1.471~3.004 0.041

2.5 Ranson iT-4} . APACHE II $F43 15 3 % i B
JEGL 1 A
APACHE [T $¥- 73 #I 5 J2 JBR B 4L ) AUC K
F Ranson, & 0.808, B Wi {E A 1943, W4 K1,
2.6 Ranson,APACHE Il #1435 PCT #H 1
Ranson ¥ 73 5 PCT & 1F #H 3¢ (4=0.631, P<

&4 ROCHIER
Table 4 ROC analysis results

95%Cl  Z{i éﬁi%ﬁﬁﬁ%%?%i)g P

59.38 87.69 0.0005

fitr  AUC

Ranson 43 0.715 0.594~0.837 3.468  >6

APACHE Il

T4 0.808 0.720~0.896 6.852 >19

84.37 67.69 <0.0001

100 F
— APACHE Il iT4

80 - Ranson 14}

< 60
B0 o

20 H

0 20 40 60 80 100
5B (%)

Bl ROC #i%k
Figure 1 ROC curve

0.001) ; APACHE Il #4535 PCT & IE M ¢ (=
0.410, P<0.001) .

3 it

WG R I, SPHRFE A I FET = W] : DNy
R — AN, A5 RAE RN SR 2 4B i
BB 25 G AR A B SO0 O £5 G AR i B AE T
@) KM ER IR, gk & 4 IR T st
T DR G IRIE o . HETOCT SP atkii2
W SR A iR E R £, RO B (H G T R
Hh S 1 Wy SP T A IR G i i 5 A /b i ik = F0
SP I AL () J7 1 o H FLAAE bR & 4 1 4
Hh PR 20 A 2 AR IR R AR R T, A B TR
Yy i 5 B2 W, B DATE IR R AR R A T T, BT
RIS A 7 i 5 S Y

Ranson P40 7 AP 43 FH )37 o 5kA 5
iR B F5 1, Ranson PF- 43 FUill SP (1) U e Pk
53314 61.16% .66.52% , T AP Jig A B 19 (8] €
TR RSP 23 501 R 75.00% . 63.55% , T UL
Ranson W53 HA — & WM E . PAFETEAS SP I
RPN IR | Z AP R A S R B A RE R A
I S5 5 5 A I 45 0 W, B2 W7 )5 1 LA S T
T, {H SPRAE BB, I R TR 5, B 5] i
2 B G SN SR MEBE o A B 5E R WA
fili Ranson PF43 1] T SP £ 25 I K& [ g 8% 44 i1 XL
B . Ranson i R A B ABEHT (A BE G 55—~
24 h AHOCHER), RRZE I F0I SP I & 8 () XU
16 S0 R+ sk K 5512 0D 4k % O RORE 5 R
HeIE
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APACHE Il #7364 2t A B A AR I8 12
PEEERRE =N EFE , m A S s S e A
#R 4 Escobar-Arellano R %532 i , APACHE II 14
53 VEAL AP ™ A8 B B BB R 66.7% , R SRR
87.6% , JN 2 U B EAS I . ASF AR B,
APACHE Il #1535 1 & JR AR I e BB AR OC , AT B T
T SP i85 I & IR ARG () KUK . APACHE 11 3F
S3iC s BE 24 h WAHDCHR bRl S8 I EUE , vl
IR0 SP I A& B YL A 28, T I R T T8 S
ez AT R BUE RGE

S Ly 281332 48 i 7, Ranson . APACHE 1T F
g3 TN AP ™ R FE A E AR AL, (H P A AR
TR i AN B . ASHIE ST Logistic 2 &
Mt 5 7% , Ranson %) . APACHE II ¥4 . PCT /&5
M) SP I & I Kk A A S fa B TR 26, i — 2 R
ROC 43 #t & B , Ranson 43 F I Jf: A& ki A Ja% % 1)
AUC 4 0.715, /% T APACHE Il #4319 0.808, #2718
APACHE I & & #UI A (B e v o 5 18 25 it
7% K H Z2 A & Logistic 71 15 43 #1 % 3 , APACHE
1T ¥4 Ft 5 . Ranson B3 Tt i J2&: SP i 3 18 1 J&
PR SR R, A5 458 5 2 AT . Harshit
Kumar A %" 5% 45 1, 55 Ranson ¥ 73 #H tb ,
APACHE II ¥ 43~ ¥ 1) Jié B Jk e SR BB %) AUC 488K,
TIOR3, SCREARE ST 4518 . HL Ranson ¥ 43
HWi{E M 6 4> , APACHE II 243 8 W7 {8 4 19 4,
A I R B0 SP I & Je i ik gL g ik (b 2 7%
K F 4 o BF ST 5B R, APACHE 11 43 FU i SP ik
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I3 TNF-o. cTn 1. MIF 1595 28 P O ILR 1912 W s ok
PEAL

B E A

(# E] B& FFMEMIEIRIERE T-a (TNF-a) O WUNLES B I 1(cTn 1) | A0 5 S
B F (MIF) PG BE RO LA (VMC) 2 R EAMNME . 773k T S8 AT — AR 2018 4F 5
F % 2020 4F 5 A WA 19 136 1] VMC B35 I PR 70RE, 40 AT 5% 41 5 35 R HA S A B afE 47 A4S 119 120
191 £ B 1 R A R HR 2L, %k e P4 SR 1L TNF-a Tl \MIF 7K, 3R A 32308 TAERRE (ROC) 1 £R4)
BT TNF-a . cTnl . MIF /K32 B VMC I, &R WA B #H TNF-a(113.41£15.69) ,cTnl (0.60+
0.15) \MIF (68.38+14.49 ) 7K -1 i 35 15 T {at B X BR 41 (67.28+10.36 ,0.15+0.04 . 33.15+5.74) 2 R A i i1 2¢
& X (P<0.05) ; TNF-a . cTnl, MIF 2 it VMC 4 AUC 7K 5 0.918.0.920 . 0.931 , U B 4K K K 86.8% .
91.9% .86.8% , ¥ 5 FEAK K 93.3% . 90.8% .92.5% , cTnl 7K V12 Wi 4 {1 % 55 (P<0.05) . 451 TNF-a.
¢Tnl ,MIF 7KF-%F VMC 2 BLA #8502 W (4 HL c Tl 2 Wi (e i , = FBea 2 ko it o IR B
B WA B, AT oA EE MO LR I RIZ W 4R (IR AR A0

(£ ] MO s IR IRBEN -0 O IUIUESE 1 T5 15 W48 it g 2 30 7 D9 1

Evaluation of serum TNF-«, ¢Tn I and MIF in the diagnosis of viral myocarditis
WANG Weihong*, ZHANG Yan
(Department of Medical Laboratory , Urumgqi First People’s Hospital, Urumgi, Xinjiang, China, 830000)

[ABSTRACT] Objective To explore the diagnostic value of serum tumor necrosis factor-a (TNF-a),
cardiac troponin I (cTn 1), and macrophage migration inhibitory factor (MIF) in the diagnosis of viral
myocarditis (VMC). Methods A retrospective analysis of the clinical data of 136 patients with VMC admitted
to our hospital from May 2018 to May 2020 was recorded as the experimental group, and 120 patients who
came to Urumgqi First People ’ s Hospital physical examination during the same period were selected as the
healthy control group. The levels of Serum TNF-a, cTnl, and MIF were measured and analyzed in the two
groups. The receiver operating characteristic (ROC) curve was used to analyze the value of TNF-a, c¢Tnl, and
MIF levels in the diagnosis of VMC. Results The levels of TNF-a (113.41£15.69), ¢Tnl (0.60+0.15), and
MIF (68.38+14.49) in the observation group were significantly higher than those in the healthy control group
(67.28+10.36, 0.15+0.04, 33.15+5.74), (P<0.05). The AUC of TNF-a, cTnl, MIF in the diagnosis of VMC
were 0.918, 0.920, 0.931, the sensitivity was 86.8% , 91.9% , 86.8% , the specificity was 93.3% , 90.8% ,
92.5%. The cTnl level has the highest diagnostic value (P<0.05). Conclusion The levels of TNF-«, cTnl,
and MIF all have high diagnostic value for VMC and cTnl has the highest diagnostic value. The combined
diagnosis of viral myocarditis by the three indicators has a high accuracy and can provide a scientific basis for
the clinical diagnosis of viral myocarditis.

[KEY WORDS] Viral myocarditis; Tumor necrosis factor - a; Cardiac troponin I; Macrophage

migration inhibitory factor
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9 2% 40 LR (viral myocarditis , VMC ) J& 1]
B2 A B 4 R 5 BRI B SR TR 5 | RO LA AE
9 A0 ) SRR e P i , ELA 3 A R T R R PR
HEA SRR ZE S 6 B O WL RE A >k ™
HE 4 B LA AP R IE & s AT, e E Al
SO RIS, AR, VMC B AR
AR, HRERBEREAT . VMC B3 KIEHT
BRI Kk ETE SN ROV, A S G
2 PR RIE Sk SRR, LI R AR X e
HIRINEZ A2IA , Z2HBURFE UG RAF  BAAAE
BB R I S, R, SR — Gl 1
AU EZE . BHET, X T VMC B35 1E 12
Wy K 22 % 0 LT A, HL 3% 5 2 R R HH 32 21 R
il , 45 E R — B BE A0, B E b B Y
ITARF Y IS BRI AE VMC 5 12 W f i e & 4%
BHRAER™, OHUILES 8 A (cardiac troponin, cTn)I
S LA LR AR, S R O WL i S2 0™
if, HoKSF- 5 2 B g SRFE A - o (tumor ne-
crosis factor-o, TNF-o) HoK - 25 FF-BAT 12 1)
AWM IR S 5 B LR SORE 2 e e K T
Ao B AR A E E 0 il R F (macrophage mi-
gration inhibitory factor, MIF) j& —Fl Z 8 fig & 1153
T+, S 5RZS A BRI . BRI
K Z K H cTnl 1 A it K2 W0 LA 05 09 45 3

Yy, & F TNF-a MIF 7KF-XF VMC 35 12 Wgicm
I FE 80 SR IFGE B 8 iz e s F ok —Fp
FRAR A2 W 7 2, S TS A2 0, s an R

1 AHSHE

1.1 — Bk

B B8RS — NRERE 2018 4F 5 H % 2020
4 5 A 136 1) VMC 5 # (WAL ) 1E e
XF4, 33k 120 M5 [F) I SR AR e 144 7 fidt R 44 A 179 18 3
(fat X RE A ) o AN AARIE : DIFF A 1999 4E 3k [
il 22 A9 2 F BN VMC 2 Wibr e s @3 =R yE
B, 2R BE ) IEH s B 0 T T AR B B kR
fifrges £ 2 5 (AT 191 35 TG 18 P 400 1 s v R L R
H O T RGN . F B R B
@) TR i B8 3 ; O R 2 F AR SR
I7 ;s @I R FERHA 528 s O/ E K K@ ¥ s H %
B R E A OV 5T LR B PR 2410 B2 51 S it ifEE
i o HEBRARUE : D7 5o RKAE O WER R B0 ks B
WAL s QI B B S BE MBI K o I s DR
A M s DA 2008 MR R B . R A
55 P 81 1, &k 55 B, A i F AR IR (35.69+
6.37) % s @R X REAL i 55 1 72 51, 2 M 48 1], 4F
1% SE AR IR (34.57£5.94) % W4 R —FBscR)
W22 5 Ie gt 273 L (P>0.05) . WK1,

®1 MABRE-RABLERER [(x£5),n(%) ]

Table 1 Comparison of general information between the two groups of patients [ (x+s) ,n(%) ]

ZH 5 n 51 5 AR BMI (kg/m®) G A 5 PRI S
WL 2L 136 81(59.56) 35.69+6.37 26.48+2.39 54(39.71) 112(82.35)
fee X6 HR 4 120 72(60.00) 34.57+5.94 26.17+2.45 47(39.17) 94(78.33)
PaLALEN 0.005 1.449 1.024 0.008 0.655
Pl 0.943 0.149 0.307 0.930 0.418

1.2 kel Jr ik

o FH S 0 T 25 04 2 96 7 SR I A5 B A AN R
# ik 1 10 mL, P4 3 000 r/min %% 3 #5.0> 15 min J5
W LB AE-80T I BE T 4 B VS A AR DU . R
I T8 166 A7 58 W o 3 4G ) TNF- o0 B2 MITF 7K SF |,
# & H 5% B R&D Systems 2 7, K U AL % 4
Nanodrop ND2000 73 H7 4% . ¢ Tnl 7K 5% H & 41 )2
B G 92 35 W a2 , 1 7] 65 i 35 [B] uFEKEY 23 H] 42
A ES S 22 DL e & 4% Al A B Access B
AR, i ARG a7 ) A A R T A R A T
1.3 Heitsiabs

K H SPSS 22.0 Bt -4 7458 43T , 10

B n (%) Fos , 647 2 K5 T R ( £5) 3%
7N, AT RS 5 R H ROC 6K 56 TNF-ou . cTnl \MIF
LW VMC FINE, DL P<0.05 HZERA G245,

2 #R

2.1 4 TNF-o . cTnl \MIF /K H A5
B2 H # TNF-o . cTnl \MIF /K- %) 8 35 5
Tl e B2, 22 R A St L (P<0.05) . W
%2,
2.2 TNF-a,cTnl,MIF /K2 K VMC i {i ROC
253t
ROC 1 £k 45 % 7% , TNF-a ., ¢Tnl , MIF 2 Wt
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*2 WHBEE TNF-o.cTnl MIF KELLBLER (vts)
Table 2 Comparison of the levels of TNF-a, ¢Tnl and MIF

between the two groups (x=s)

251 n TNF-a(ng/L) c¢Tnl(pg/L) MIF(ng/L)

WAL 136 113.41+15.69  0.60+0.15  68.38+14.49

X IR 120 67.28+10.36 0.15+0.04  33.15+5.74
HE 27.367 31.872 24.958
P{H 0.000 0.000 0.000

VMC ) AUC K% H 0.918.0.920 .0.931 ; #R 45 f £
Il S 1E A, 4 TNF-a« B K T 95.610 B, B EE
H 86.8% , ¥ 5 & H 83.3% 5 24 ¢Tnl {H KT 0.285
B, FBURK B R 91.9% , 5 53 B R 90.8% ;5 24 MIF {H.
K F 46.285 Bf , B & 86.8% , Ff 7 N
92.5% . cTnl{HIZWIN B = (P<0.05). W3 3.
RS

%3 TNF-a.cTnl MIF K FiZH#f VMC 5 iff 5 R
Table 3 TNF-a, cTnl, MIF level diagnosis VMC analysis results

L7 AUC S.E. {8 95%CT cut-off {i§ RS PR TR PiE
TNF-a 0.918 0.019 0.881~0.955 95.610 0.801 0.868 0.833 0.000
cTnl 0.920 0.019 0.883~0.957 0.285 0.827 0.919 0.908 0.000
MIF 0.931 0.017 0.898~0.964 46.285 0.793 0.868 0.925 0.000

0.1 —
o [LEEERS
— TNF-a
08 _ oTal
| MIF

0.6 — %%

Uk

0.4

0.2

0 0.2 0.4 0.6 0.8 1.0
L4

B 1 TNF-a.cTnlMIF 7K FiZH VMC fi {8 ROC B £ 5347
Figure 1 ROC curve analysis of the value of TNF-a, ¢Tnl
and MIF in the diagnosis of VMC
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FHRE* FF HL4R MEF FAL FHE EEE B
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(@ ZE] B® HFrkE O X PR e R FL SR 8 (HPV) B BLICRE 5, b i 22 191 B &
i A B R AR LRl ARG . ik BESE 2016 4F 1 F & 2020 4F 10 A IR AR R DT 5 — B B 1 kAT
HPV 73 BG4 868 Bl Ze A FE 4 5, SR PCR B AR FIALAS AR AT HPV 23 BRG] 3 RRAERS |
25 T RV R R 45 R S ST X b AT 40 4, B A AN R 4L ) B R e TS I R e R R M IR ke
R AR E RN 52 8 16 51 78 58 7 53 7 56 KA 18 1, DL BA— 3 BUEYL A 5 s AR BEHRE B
PHAPERGS Hh 2R 22 A GE T F T8  TE 31~40 5 AF S Bo H 3t i o A — SRR R G BH PG H 36T 31~40 B 55
51~60 % PIAMERS A 5 LU 7, 31~40 #4115 51~60 5 4 LR, 25 53 Geit2#38 L(P<0.05) o AUH YL IS
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A S H A XA e 2 5, FURYLK - S5 4R0 4 555 H R R LE  AAR e
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Analysis of 4 868 cases of female human papillomavirus infection in Zhangjiakou city

LI Linchen*, LEI Yan, Han Huixian, XIE Guifang, LI Kaiyuan, LI Heyun, WANG Yuanyuan, CHANG
Pengfei

(Department of Clinical Laboratory, Zhangjiakou First Hospital, Zhangjiakou, Hebei, China, 075000)

[ABSTRACT] Objective To analyze the current situation and characteristics of women infected with
high - risk human papillomavirus (HPV) in this region, to provide scientific basis for the prevention and
screening of cervical cancer. Methods A total of 4 868 women who volunteered for HPV genotyping in
Zhangjiakou First Hospital from January 2016 to October 2020 were selected as the research subjects. PCR
technology and hybridization technology were used for HPV genotyping. The subjects were grouped according
to age, educational background and infection type, and the infection status and recurrence rate among different
groups were statistically analyzed. Results The high-risk subtypes with the highest infection rate in the region
were Type 52, Type 16, Type 51, Type 58, Type 53, Type 56, and Type 18, the single subtype infection was
dominant. There were statistical differences in the total positive detection rate of patients in all age groups, and
the highest detection rate was in the age group of 31 to 40 years old. The positive detection rates of a single
infection type were higher in the 31~40 years old group and the 51~60 years old group, The difference between
31~40 years old group and 51~60 years old group was statistically significant (P<0.05). The positive detection
rate of dual infection was the highest in the 41~50 years old age group, and there was statistical difference

among groups (P<0.05). The positive detection rate of triple infection was the highest in the 51~60 age group,

AR A RE v FAHEG R 8 F2 %R B (2021132H)
Az SRR oW % — ERARA, T, K E 2 075000
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but there was no statistical difference among groups. There was statistical difference in the total positive

detection rate with different academic qualifications (P<0.05) , and the highest positive rate with junior high

school education was 20.2%. Among the recurrent infections, the highest recurrent rate of infection was 68.1%

in the population with primary school education, and the difference was statistically significant compared with

other groups (x°=128.59, P<0.05). The highest recurrence rate of triple infection was 88% , and the difference

was statistically significant compared with other groups (¥°=129.40, P<0.05). Conclusion The distribution of

HPV infection subtypes in Zhangjiakou is significantly different from those in other regions, and the infection

level shows a significant correlation with age and educational background.
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Effects of glucocorticoid and terbutaline combined therapy on TK1, TR6 and TNF-« in
patients with AECOPD

DENG Caiyun'*, HUANG Zhenyu', XIE Shiliang', ZHENG Yamei®

[ (1. Department of Respiratory and Critical Care Medicine, Lingao People’s Hospital, Lingao, Hainan,
China, 571800; 2. Department of Respiratory and Critical Care Medicine, Hainan General Hospital (Hainan
Affiliated Hospital of Hainan Medical University ), Haikou, Hainan, China, 570311) ]

[ABSTRACT] Objective To investigate the effects of glucocorticoid and terbutaline combined
therapy on serum thymidine kinase 1 (TK1), tumor necrosis factor receptor-6 (TR6) and tumor necrosis factor-a
(TNF-a) in parents with acute exacerbation of chronic obstructive pulmonary disease (AECOPD). Methods
The 108 patients with AECOPD admitted to Lingao County People’s Hospital from May 2018 to May 2020 were
selected, according to the different treatment methods, they were divided into the control group with 51 cases
(conventional treatment) and the observation group (glucocorticoid combined with terbutaline treatment) with
57 cases, and the clinical efficacy, cytokine levels (TK1, TR6, TR6, TK1, TR6, TNF-a) , lung function
indicators [forced expiratory volume in the first second (FEV1) , forced vital capacity ( FVC), and FEV,/
FVC ratio and maximum expiratory flow rate (PEF) ], blood gas analysis indicators [arterial oxygen partial

pressure (Pa0.) and carbon dioxide partial pressure (PaCO.) |, improved dyspnea, and adverse reactions
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during treatment were compared between the two groups. Results  After treatment, the total effective rate of
the observation group was 96.49% , which was significantly higher than that of the control group, 80.39%, and
the difference was statistically significant (P<0.05). After treatment, TK1, TR6, and TNF-a levels of the two
groups were significantly decreased, and the degree of decrease in the observation group was more obvious, the
differences were statistically significant (P<0.05). After treatment, the FEV,, FVC, FEV//FVC, and PEF in
the two groups were increased, and the increase was more obvious in the observation group, the differences
were statistically significant (P<0.05). The blood gas index PaO, was significantly increased after the treatment
of two groups, and the observation group was higher than the control group, and the PaCO. was significantly
decreased, and the observation group was lower than the control group, and the disappearance time of dyspnea
was shorter, and the observation group was shorter than the control group, the differences were statistically
significant (P<0.05). During the treatment, the incidence of adverse reactions in the observation group and the
control group were 14.04% and 9.80% , respectively, and there was no statistically significant difference

between the two groups (P>0.05). Conclusion Glucocorticoid combined with terbutaline can inhibit the levels

of TK1, TR6, TNF-ae in AECOPD, and improve lung function indexes.
[KEY WORDS] AECOPD; Glucocorticoid; Terbutaline; TK1; TR6; TNF-a
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(P<0.05). WLz& 2,
2.3 WZMTHE L

1GYT7 )5, W41 FEV, .FVC .FEV,/FVC .PEF ¥ 7}
o, WS T s B I, 22 A G4 L
(P<0.05), WL#E3,

*®2 WARITAIE TK1.TR6TNF-a KFELLE (v+s)
Table 2 Comparison of TK1,TR6 and TNF-« levels before and after treatment between the two groups (x +s)

TK1 (pmol/L) TR6(ng/mL) TNF-a(pg/mL)
ikl n ypEvas T v Ve Yoy o
NERAR] BTl RYTHI NEEARST 1RYT I NERARST
X HEZH 51 4.12+0.89 3.11+0.64" 11.56+3.45 8.11+2.89" 486.27+114.56 264.39+35.67"
PR =S4 | 57 4.25+0.92 2.04+0.34" 11.67+3.53 3.14+1.02° 527.34+125.78 135.94+24.02"
18 0.744 11.009 0.163 12.170 1.767 22.153
P1E 0.458 <0.001 0.7871 <0.001 0.080 <0.001

T SIRIT AT, 'P<0.05,

®3 WERTTAIEMMINGELLE (vxs)

Table 3 Comparison of lung function between two groups of patients before and after treatment (x +s)

a1l . FEV, (L) FVC(L) FEV//EVC(%) PEF(L/s)
IRITHT HITIE JRITHT BT A TRITHT BT A TRYTHT BT A
X B 51 1.49+0.27 1.86+0.34° 2.26+0.38 2.63+0.41° 48.67+7.43 55.34+8.16" 3.18+0.26  4.97+0.38"
WA 57 1.42+0.23 2.37+0.45° 2.21%0.31 3.17+0.59° 47.29+7.31 67.51£9.24"  3.24+0.29  6.24+0.47"
{8 1.455 6.584 0.752 5.461 0.972 7.218 1.127 15.327
P 0.149 <0.001 0.454 <0.001 0.333 <0.001 0.262 <0.001

TE: 5IRYTHT AL, *P<0.05,
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2.4 PHLH M5B LA B bt e R MRS ] b
97 A , WAL I U4E AR PaO, W 2 T, B

W55 41 T X B 41, PaCO, W 12 T [, HL W 58 4

AR T 0T AL, I W7 DA X 91 < P 1) 4 e, EL WL

M TNEA, Z5HA5%IT¥E X (P<

0.05). WFK4.

x4 WARTRIEMSSN R EMIREIER B LA (v+s)

Table 4 Comparison of blood gas analysis before and after

treatment and time to improve

dyspnea between 2 groups (x +s)

A5 n GO HEARE PPRENME O BkAR
XHR4L 51 2(3.92)  1(1.96) 1(1.96) 1(1.96) 5(9.80)
W 57 2(351)  3(526) 2(3.51) 1(1.75) 8(14.04)
AL 0.455
PAH 0.500

T HRYTHELAL, *P<0.05,

2.5 AN RN B
TRIT W E], WSR2 5 0 IR AN B R A R
W 2R G FE X (P>0.05), WLES,

3 itig

AECOPD 1 /&t =28 5 W0 A= 3% 45 75 G
TNEE KR T Tl R 2 5k 2% 3 D) R st
TR R SEA A F M AR sC AR HE A E 2 8 il
T & A E B AT RERE AR, H ETIG R
bk A b 23 #5348 )7 AECOPD, LA S0H il &
iE , PO 2B W B R — 25387 7 AU R
FAH

AHICHIFFE K B0, A A AR T DA 58 P S N
Yook A ORI A IR . AR AR R
WS 20 A 0% 0 2 = T IR, AT LIRS R A
flbRyA o7 RE W 48 SRV YT AL, TK1 J& DNA &
B AR A05 1 SC B l 2 — , oh 40 i R 300 R
YEH T WF 58 & B, TK1 7 AECOPD 4% F I J&
AR TP B R = . TR6 . TNF-a ¥ H A
R I BE, i1 T AECOPD i3 I Bz 40 ity it 30 3F
B, el TR6  TNF-o 3 30638 i1, 78 v 3] 384 48 1

20 e R R i 1 PR A R R MR A i, R B0
8 % R E R YL . TK1.TR6 . TNF-a 7K F T+ 5
SR AECOPD (8 PR P e ZE A I, 51 e 4
By RAE N, T S AE PR 1] 1 /N TE il e 4 2
SEZERYSZA, N E ABCOPD 1 o R, AT DA
TK1.TR6 . TNF-a f8 1 55 # Ft /5 5 AECOPD (1) &
FESW A Ko AR SCAE R R, A ML 2 B A 4 A fth
MIBYT S5, TK1 . TR6 . TNF-a 7K Y] 5 R W, %
BHAR T8 BLIRYT , P BB IR T T8 B A
RAE SN, HH/NE SR —3 . FE ]
fie ) : AECOPD f8. 35 240 T RAE 2y S B B, R AE
IR SV AT BN 22 9 PR R, S BCH LTS TK
TR6 . TNF-a /K - Fh 5, A iy 4% A3 o 90+ 2%
PR3 A RN I, 32 28] 45 1) 8 8 R ] G328 S v 5
FEAE AR 3 S S B AT BIG 8 B BRRE
Yy, D8 R AE AR B A T P, R 25 P A i A i
I8 B 5 AE S I o

AW FE KB, W4 4 FEV, . FVC. FEV/
FVC PEF 3 & T %5 B4, 1 O A b 73 7 K 5 4 A
MARIRYT REA AL I T RE IR MR R, 5
REAE B 5% 45 S AR AT . A M A T 5L A B 2 Bt
R, RENCHE Bk 1 2 R A, 46 I AE K
W B ZUK I, G2 i R R SRR . R
AR JE T B Z AR B S 3, 5 B[R] P AT DL 5K 2
ST WL, B R KT BE , B AEAR .
HHA N e — 20 R AL A B TR
P . Xt COPD 112 Wi il & J2& LAl D) fig K #ix
I 4 B A R &5 A R E R SR 1R S 3T Al bR
WELS S A B G 2 SR B s A M A TR A R A A
R YT BE A B[R] PN 2 D P R 0 o 0 O R
AN, W58 BT AL RN B & Ak R, 2 5
TCGE 2478 S, R WA Mo 23 FE B A R A AR IR T
HA —EmMgaet,

L5 L TR E R U R A R A AR YR T
AECOPD fig#i1 ] TK1.TR6 . TNF-o 7K -, B35 H 3
il DI BEFE AT o

x5 MAFRRREREBRILE [2(%) ]

Table 5 Comparison of adverse reactions between the two groups of patients [1n(%) ]

- . Pa0,(mmHg) PaCO,(mmHg) I 087 PR] e 53 2 sk i) ()
TRYTHT BIT A TRYT T BIT A VRITHT BIT A
X 21 51 57.18+6.29 68.14+8.63" 58.34+6.87 43.17+5.63" 8.22+0.89 6.070.54°
ML 57 56.43+6.37 84.52+9.75° 59.28+7.14 31.09+4.62° 8.34x0.97 3.5120.42"
XL 0.614 9.198 0.695 12.238 0.667 27.650
PiE 0.540 <0.001 0.488 <0.001 0.506 <0.001
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L5 CEACAM-1.CA199 . MIC-1 B &5 4 DA e it 9
W eI AL

(# ZE] B8 O0riiEemyos s Bz 5 1(CEACAM-1) M IH B 199(CA199) (B
WM AT R -1 (MIC-1) B A K AR BRI 12 W b I IR . F7i BEIURE T AE X R BEBE 2018
45 H Z 2021 4F 5 H AR 58 BRI 3 (BRIELAL) F1 61 51 KPR BRAREE 3 (R PRGN ) A R
FORE, T e BRI 60 IME REAKS 2 (W REL) , oA =41 117 CEACAM-1,CA199 MIC-1 K484k , 25 33
F TR 2 (ROC) , 43 BT IfL 1 CEACAM-1 . CA199 \ MIC-1 545 46 I 75 192 Bt 48 12 W7 v i) o7 44011
HR TAOFELERTEIFERE L (P>0.05). WHE GF5KE  AATCS 1S CRP.CEACAM-1,CA199,
MIC-1 7K« JBE RG> R MBI 4 >R L, 25 58 G 2778 L (P<0.05) . Logistic [ 2MHr45 5 5
CEACAM-1,CA199 MIC-1 5Bl i A 5¢ (P<0.05) . ROC 1% /347 iR , CEACAM-1.CA199 MIC-1
ZHWEARM T AUC 4 0.971, B 55 T CA199(Z=2.577, P=0.010) , {H 5 HAb 1 5 5 FRAGINISE 2% B T4
T X (P>0.05) , L) 0.315 il SR, U@k RS0 94.83% .93.44%. 4518 1l CEACAM-1,
CA199 MIC-1 B/ 2 bR 0 T e b bm ity , W6 Anil vl ol 2545 =i Wik e

[REIR]  JERYE; SRR A BE AR R 731 1 WA A BUJE 1095 B me A il & -1

Clinical value of combined detection of serum CEACAM-1, CA199 and MIC-1 in the
diagnosis of pancreatic cancer

ZHANG Jinling', WANG Qingqing’, WEI Yanlei’, CHEN Xiuxia **

(1. Department of Internal Medicine, Dongying District People *s Hospital, Dongying, Shandong, China,
257000; 2. Department of Laboratory Medicine, Dongying District People’s Hospital, Dongying, Shandong,

China, 257000; 3. Department of Laboratory Medicine, Dongying People’s Hospital, Dongying, Shandong,
China, 257091)

[ABSTRACT] Objective To analyze the clinical value of combined detection of serum carcinoemb-
ryonic antigen-related cellular adhesion molecule 1 (CEACAM-1), carbohydrate antigen-199 (CA199) and
macrophage inhibitory cytokine 1 (MIC-1) in the diagnosis of pancreatic cancer. Methods The clinical data of
58 patients with pancreatic cancer (pancreatic cancer group) and 61 patients with benign pancreatic disease
(benign pancreatic disease group) admitted from May 2018 to May 2021 in Dongying District People’s Hospital
of Dongying City were selected. In addition, 60 cases of healthy physical examination during the same period
were selected as the control group. The changes in serum CEACAM-1, CA199 and MIC -1 levels were
compared among the three groups. The receiver operating characteristic (ROC) curve was plotted to analyze the
application value of combined detection of serum CEACAM -1, CA199 and MIC -1 in the diagnosis of

pancreatic cancer. Results There was no significant difference in heart rate among the three groups (P>0.05).
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The results of systolic blood pressure, diastolic blood pressure, white blood cell count and the levels of serum

CRP, CEACAM-1, CA199, MIC-1 decreased in order from the pancreatic cancer group, the benign pancreatic

disease group to the control group (P<0.05). Logistic regression analysis showed that CEACAM-1, CA199,
MIC-1 were highly correlated with pancreatic cancer (P<0.05). The ROC curve analysis showed that the AUC
of the combined detection of CEACAM-1, CA199, and MIC-1 was 0.971, which was significantly higher than
that of CA199 (Z=2.577, P=0.010) , but there was no statistically significant difference between the detection

results of other serum indicators (P>0.05), with 0.315 as the critical value, the sensitivity and specificity were

94.83% and 93.44% , respectively. Conclusion

Serum CEACAM-1, CA199, and MIC-1 can be used as

reliable tumor markers for the diagnosis of pancreatic cancer, and the combined detection can significantly

improve the diagnostic efficiency.

[KEY WORDS] Pancreatic cancer; CEACAM-1; CA199; MIC-1

H I, b R 3 2400 o 2R e R A e B A
A bR b JR A5 07 YR 2 W IR 2 A
VA B 1 g ) R AR S W B Bk =1 o Takeuchi
SRR I R R BT RURE OC 41 D B o> 7 1
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moleculel , CEACAM-1 ) j& —Fi i IR Bt J5 , w] 76 %%
PE M 58 5% . BEEE BT 199 (Carbohy-
drate antigen199, CA199 ) J& % S0 i 98 AH OC L it
JEAE AN 1 AH S HpOGT B R J SRR B = 1Y)
Wk — ", E WA B ) -1 (macro-
phage inhibitory gytokine-1,MIC-1) J&— F 1] 3
Y26 5, T 27 5 & B8 MIC-1 12 g i 9 1Y
TPURRNE R 51 1=70.00% , S — I i2 T i
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Table 1 Comparison of baseline data among 3 groups[n(%) |

% XL AR B A TR £ S Pl

(n=60) (n=61) (n=58)
w9 39(65.00)  40(65.57)  38(65.52)
A a1(35.00)  21(3443)  20(