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CircRNA TELTRHME ISR
MEE FE' OREH RGE FRAC AL

[ ZE] CircRNA ZAESiH% RNA Ff5 b FaE 9 RNA 40T, HRE e e TR E iR I3 548
YA DI BE R Y o T AR, Rk B 98 L TR A1 2 B A5 53 1% Il IR AR Y, & B CircRNA 1] 5
miRNA 38 13 & % 45 2 5 LA A Bl (14 & A & & T, Hoh CireRNA 7 i3 20 i po 388 7 JA 1 56 7%
TER & ZIEH o AR 2 A RHE R P E R R . A SC I CireRNA [ FRAE DI REINSN
TR % A J g e h i 42 | D S e SRR rh (4 B0 WL R A RIS 7 ] L, 254 T N AR Sk 5 0
JEFEATEE I, B4 CircRNA T IR Hh i if B

[K#iFA] CircRNA; HRHIPE ; BFSTIH R

Research progress in Circular RNAs in gynecological cancers

HAO Chenjun', LI Zhi', CHEN Yanzhu', LIANG Weiguo', LI Yanqiu'*, HUANG Chaoyou**

(1. Department of obstetrics and gynecology Hexian Memorial Hospital of Panyu District, Guangzhou, Guang-
dong, China, 511400; 2. Department of Breast Hexian Memorial Hospital of Panyu District, Guangzhou,
Guangdong, China, 511400)

[ABSTRACT] Circular RNAs (CircRNAs) is the most stable non-coding RNAs (ncRNAs). They are
stable in various organisms and participate in the regulation of metabolic functions of the organisms. In recent
years, there have been many researches on the genomics and signaling pathways. Some researchers have found
that CircRNAs and miRNAs participate in the occurrence and development of various diseases through com-
plex regulation, such as proliferation, apoptosis and metastasis. Gynecological cancers are harmful diseases.
Among them, Ovarian cancer and cervical cancer are the highest incidence. This review summarizes the cogni-
tion of CircRNAs’ features and functions, the pathway of CircRNAs in tumorigenesis and development, and
its pathogenic mechanism and future diagnosis direction in gynecological cancers.

[KEY WORDS] CircRNAs; Gynecology cancer; Research progress
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P12, Bl CircRNA 43 FFEAS [ A= ) 4 oo R B
B, W 5T 3 6 AT T AR L A A5 B % ) 2 A
1k Howr E PR BB 45 T I 20 7 FAS [H)
CircRNA )15 B ¢ , i b ik — 2 UF ] CircRNA J&
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PR W 5 350 T X 45 ol 200 i 1 1 FH WL B A
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HE KAy 2 WF98 & L, CircRNA 2 T 12 2 5% M
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H BT K &8 BF 58 3IF 52 CircRNA 7] L 5 miRNA 7=/
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1.1  CircRNA faj4
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CircRNA 7E 4 T 9 25 5 AL s 35 oy 27 -5 W e i
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Advances in the laboratory diagnosis for COVID-19 virus
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(1. Department of Microbiology & Infectious Disease Center, School of Basic Medical Sciences, Peking
University Health Science Center. Beijing, China, 100191; 2. Hepatology Institute, Peking University People’s
Hospital, Beijing, China, 100044.)

[ABSTRACT] In December 2019, a new type of coronavirus (SARS-CoV-2) that can cause human
respiratory infections began to spread in Wuhan and spread to the whole country, China and other countries in
the world within a short period of time. In the face of new infectious diseases, early detection of carriers or
patients who have been infected with the virus is essential to control the source of infection, cut off the route of
transmission, and protect vulnerable populations. Therefore, China has quickly introduced a new coronavirus
RNA detection technology based on real - time fluorescence quantitative PCR (RT-PCR) technology. Positive
detection of viral nucleic acids has become the main basis for the diagnosis of suspected cases in the current new
coronavirus pneumonia (COVID - 19) diagnosis and treatment program. However, due to the infection
characteristics of SARS-CoV -2, the positive rate of nucleic acid detection is less than 50% . In infectious
diseases, the production of specific antibodies is one of the important criteria for judging the occurrence of
infections. At present, the detection of anti-SARS-CoV -2 specific antibodies based on immunological testing
technology has also received more and more attention and has been included in the latest version of the diagnosis
and treatment strategy. The changes in diagnostic criteria since the outbreak of the COVID - 19 epidemic are
reviewed. Based on an overview of the advantages and disadvantages of various detection methods, new
insights are provided on the formulation of relevant standards for diagnosis and patient discharge.
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Comparative observation between SARS-CoV -2 gene detection and CT imag-

ing of patients with COVID-19

LEI Songjing', WANG Gangping®*, ZHOU Gang®, SONG Xu*, ZHOU Zhihou’, WANG Weiguang’,

LI Jingjing®

(1. Department of medical imaging , Weihaiwei People’s Hospital , Weihai , Shandong , China , 264200 ;
2. Rizhao People’s Hospital Affiliated to Jining Medical University & Rizhao clinical medicine research center
of Molecular Medicine, Rizhao, Shandong, China, 276826; 3. Rizhao Center for Disease Control and
Prevention, Rizhao, Shandong, China, 276826.)

[ABSTRACT] Objective To investigate the relationship between novel severe acute respiratory
syndrome coronavirus 2 (SARS-CoV -2) nucleic acid detection and imaging data. Methods Real - time
fluorescent RT-PCR was used to detect the SARS-CoV -2 ORFla/b and nucleocapsid (N) genes, and the
clinical and imaging data from 23 patients with SARS-CoV -2 nucleic acid positive were analyzed. Results
(D There were 3 cases of asymptomatic infection, 20 cases of COVID-19 confirmed with incubation period
from 2 to 24 days, 5 cases of adult and 1 case of children are mild type. One mild case was young, 13 cases of

adult general type. @Twenty-three SARS-CoV-2 gene-positive patients had higher virus content and detection
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effect in sputum specimens than in nasopharyngeal swab specimens, and N-gene feces had a longer duration of
positive than sputum and nasopharyngeal swabs. (3 Among 20 cases of COVID-19, 30.0% (6/20) CT scans
showed no abnormalities, and 70.0% (14/20) were abnormal. There is no proportional relationship between
viral load and imaging. @) It is more common in the peripheral zone (13/14) and posterior basal segment (11/
14.) of the inferior lobe, involving two or more lung lobes (11/14) , and bilateral lesions (11/14). (5) In 14
cases of CT abnormality COVID-19, the imaging findings mainly include ground glass shadow (10/14) ,
patchy shadows of lungs (10/14), halo sign (8/14), and fine mesh sign ( 5/14), accompanied by thickening
of lobular septum, bronchial inflation signs, and coarse blood vessels (5/14, respectively). Conclusion

There is no positive correlation between viral load and CT imaging changes. SARS - CoV - 2 nucleic acid

detection combined with CT scanning, epidemiological history can improve the detection rate of COVID-19.

[KEY WORDS] SARS-CoV-2; COVID-19; Viral nucleic acid testing; Real - time fluorescence

quantitative PCR
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[EgER]  FRERAETE ; IR ; 127 &

Comparative analysis of detection performance between two domestic new

coronavirus nucleic acid detection reagents

DING Xiaoyan, KE Zhiyi, ZHU Xiuyun, ZHENG Haixia, YUAN Jing, PAN Yanchao, ZHANG Mingxia*
(The Third people’s Hospital of Shenzhen Institute of Hepatology , Shenzhen, Guangdong, China, 518112)

[ABSTRACT] Objective To compare and analyze the detection results of different novel coronavirus
(SARS - CoV -2) nucleic acid detection reagents for reference in the laboratory. Methods A total of 101
remaining nucleic acid samples were collected for clinical testing in our hospital on February 9 and 11, and two
domestic kits were used for parallel testing to perform nucleic acid amplification. The performance of the
samples was compared according to the test results of each reagent. Results Among the 101 samples, 32 were
positive for reagent A (positive rate 31.68% ) , 56 were negative (negative rate 55.45% ), 35 were positive for
reagent B (positive rate 34.65% ) , and 53 were negative (negative rate 52.48% ). The difference was not
statistically significant (x*=0.2169, P=0.8972). According to the single channel results of the kit, the detection
rate of the N detection site of the two kits was higher than that of ORF1a/b,the detection rates of two channels of
reagent A were ORFlab: 31.68%, N: 44.55%, respectively. Reagent B were ORFla/B: 35.64% , N: 40.59%.
The detection results of the N detection site of the two kits were very similar in the samples of 14 confirmed
patients. Conclusion There is no significant difference in the detection rates of the two 2019-ncov nucleic acid
detection reagents. The detection rates of the N sites of the two kits arehigher than those of ORFlab, and the
results of the two kits for the N gene detection are similar.

[KEY WORDS] SARS-CoV-2; Nucleic acid detection; Reagent
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Table 1 Compare the basic case of the two reagents
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Table 2  The result of the 2 reagents
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Figure 1 The test results of the two reagents
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Table 3 Single-channel detection rate analysis of 2 reage [n(%) ]

A4 (n=101) B 4 (n=101)
A FH R iR TeRR FH L 5% TERR
ORFla/b 32(31.68) 56(55.45) 13(12.87) 36(35.64) 58(57.43) 7(6.93)
N 45(44.55) 52(51.49) 4(3.96) 41(40.59) 56(55.45) 4(3.96)
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Table 4 Ct values of 14 positive samples

Az A B4
ORFla/b N ORFla/b N
2358n 26.57 23.72 23.15 24.22
2362n 30.25 28.02 27.72 28.21
2364n 34.24 32.71 31.55 32.97
2365n 34.92 33.23 33.15 33.29
2367n 36.54 34.69 34.97 34.93
2368n 32.02 29.80 29.60 30.01
2369n 28.45 27.01 27.34 28.10
2370n 23.72 21.94 21.84 22.61
2371n 35.02 33.37 31.85 32.13
2373s 34.06 31.65 31.45 31.88
2374n 34.39 33.02 32.16 32.99
2376n 28.62 26.74 26.18 27.47
2378t 37.05 33.70 33.51 33.91
2383t 36.80 35.25 36.59 35.12
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Figure 2 The results of 14 positive samples tested by 2

reagents
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Quality analysis of thalassemia gene detection kit sampling
ZHANG Wenxin, YU Ting, SUN Nan, GAO Fei, HUANG Jie*, QU Shoufang*
(Division of In Vitro Diagnostic for Non - Infectious Diseases, Institute for In Vitro Diagnostics Control,

National Institutes for Food and Drug Control, Beijing, China, 100050)

[ABSTRACT] Objective According to the National In vitro Diagnostic (IVD) Reagent Sampling
Work Program, a total of 18 batches of kits were sampled from 6 companies to evaluate the quality of
thalassemia gene mutation detection kits. Methods The accuracy, specificity, limit of detection and
repeatability were verified in accordance with the product technical requirements by using the enterprise
reference or national reference. Exploratory study for the accuracy, specificity, limit of detection was also
conducted by using the national reference and referring to the industry standard of o/(3-thalassemia gene typing
detection kit. Results  All 18 batches of testing reagents meet the product technical requirements, but the
technical requirements of some enterprises have the phenomenon of missing item compared with the
requirements of the industry standards. Based on the recommended industry standard, the unified national
reference was used for testing. The detection limit of 1 batch of reagents does not meet the requirements of
industry standards, and the results of other batches of reagents meet the requirements. Conclusion Enterprises
should timely complete and improve their own product technical requirements according to the published
industry standard requirements and recommend the uniform use of national reference products for testing to
make the quality evaluation of the kits comparable.

[KEY WORDS] Thalassemia; Quality analysis; Deletion types; Mutation types
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Table 1 Sampling kits
FFs Kt 44 B Az AL
1 R Y - M HR R B L A5 R I 187 65 (Gap-PCR %) BINTHALSL 7 HE W ARATBR 2
2 B b v B 1 e PR AG: DU 3R] 6 (PCR 485 HEE) TN 45 A A= ) Al AT BR A )
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12 B M 9B B 1l PR S DM a5 & (PCR+F 2 28 16) T B G RHCA PR F
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Figure 1  The results of the en terprise refererce
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Figure 2 The results of the national reference for accuracy

and detection limit
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Figure 3 The results of the national reference for specificity
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Figure 4 The results of the national reference for specificity

A1 HIERSLE, J& THeEE AT AR e, R
24 A E AR GE BETE 2017 4F AR T Mo IR 38 10 A TR
Rl R 52 o AR I S it 2 T 4R i)
&, P B Ak i 0 W AR M B R
BROMARIE AT R, P LA 48 A 22 S Ak, 3
FEM RS2 A5, 1 HEM Rk R
H A il 225 & 3T R, 5 S e vk R
B o T LLAE W 35 i R R PRI 5 v () e B
AR ZER AR B X S % R, 1B 840
— I RE, I AR &

T W B G TR, 2 BB A A Ml 14 7 S A
YE S B AR R T R R HE A AR A% AT AR i
PRI TR B, AT BRI E AN 2 11 L, 4
QA T A I BRI R SRR H R X
TR 6 G DN 1 4 A 5 S50 A A A e & B
A3 AR 17 AR HE B SR EOR T B RS bR
R TFAT M AR o A ZESK ) n 42 v H b R R
DU A VR B/ T A7 A o R ) R, A i BR 3
R I AR REAS 1 vy AT ML AR 2K 1 25 ng B 4 000
PE UL, DA AT A v 2 e AR A oK, S Al iy
TN 5 S 0 A7 b A o Y — B0 i H R A

A3 v 9 SR 5 (] ARl A A v A B 1 A
iR o St P9 AL A R P BB T A

T3 B R BUER 3 Al B 1 i 275 i 2R O TORL
a7 S SR, IR SR FH ek R A A s R AR £
Y SE A 41 DNA, TR AN BE S el PR SR A Y
S5, IR E B P IR & i PROE HIE . 7EAS
00 1t B A ARSI K5R)  (PCR- 3 ZR 58K ) I, A
AR M AE B BORFNGE I A3 A 45 R rh ¥ scf
25 R 2% i RO Z R T, O T BOR R IR
ALl BEPES 2 i Ok BEA T P, 7 Al 73 MR
AN FTEGORI A REEAT S RN . I ok K B4
WA B B AF e B R Z (A D el
Wi T A5 rp A B AR A I 3 [ P ) i A7 26 2
LSRR IR, XAl R AR U G R AR IR 4y FE 5K
225 kR L 225 W JCIE ATV 5 Q8™ i 1
Je 7 Al A R R A B SR A TR AR
P , X B8 TR A AN G 1 W - T
TR ARSI 05 L PN, (L) G A B EL o ARG AR o 57
MIREST . IXLERATH S fh KT ZAlh 73 S A
FAIETORE A BEFEA T H T , ARSI A 572 7 M 4 98
CEMIAGI ik = Al AR

AU B IR 9 R R L RO A 2 W
Lo 6 ZZ 7R Aol (B 35 R 00 60% ) /Y 14 S50 &
(BLHE RN 48% ) , {4 Ja N Al 96 7 B2 il
B, o8 38 AL A AR, (g0 25 58 mT L
WIZ 7 il B FLSE R O o R OR 05R) & i
B 45 RA A B2 B HE R B A O —
TS S A AT A () A 8 3 e o 25 R 2 1) 7
B AP 1) & 09 B AR AL, B AR A olk A B i
HEF R

(1] WRWMIE, SKHTHE , W75 T . b rb i 7 0L 90 75 42 il 434 45 e
[M]. dbmt: NRZEE R4l , 2011: 9-10.

(2]  AWISF 2% B 4 6545 ] o- b Hh 2% 1l 6 RAG I 45
B [T]. K EE 2, 2019, 34(1) : 8-10.

[3]  TA7, T, EH A, 45 ARITH ARSI 1 B2 A 8 i 21 2
1 Quong Sze[J . iR LRHL: , 2019, 37(12): 924-926.

(4] BRMEA, BRI, BIE e, 55 . 22 750 Hilf A Hi X B db v ifg
B AL PR ARG 00 %5 R R M e Ay A (], AR A 36 B A 2 Ak,
2018, 41(12):928-933.

(5] ARETEL, MR, TRt . o 4 2 b X 1474 ) b v ifg 27
JE AR 25 B A B [T ). vl 160 S 38 0 W 2 2% A, 2019, 27
(3):899-903.

(F#:% 304 W)



STEWiERIT e 20204E3 A #5124 4531 T Mol Diagn Ther, March 2020, Vol. 12 No. 3 - 283 -

— il PCR AV HFY 4 DU A 5 048 00 ) ) BR A PR 07 1k
1P} R7A

TRAE  AF AR

(# =] B o —Fh PCRAGI A PG ARG o (A 4T BRI MO ik . ik Wi 2016 4F 1
H 2 2018 47 12 A AEARBE ICU 19 BLAE B 1 IR 70 W) | ML S B AS vh 20 B B R B ik, 3t 43 A4
A, B 000 o B A o LA mecA BEPRAGIN 52 FHAAE D “ G Rl , RPREAS 23 31l #E4T 52 16 %€ 5t PCR A I
AP HOERM . £5R SEINZEE PCR J7 A I 75 00 B v Tk 4040 T Lo PYARER A9 Gk s
AT T P 4 VG K] 2 o R X 7 R 3R A I T PR 24 T 24 P di i, X 20 % 3R A SRR R, T R R A
IR IR R AR 2 2 IO B, X PUBR R RR B R B — e O BURE . iR Bk
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Establishment of a new method for detecting methicillin-resistant Staphylococ-

cus aureus by PCR
XING Mei, FU Linlin*
(Department of Laboratory Medicine, Wenchang General Hospital, Wenchang, Hainan, China, 571321)

[ABSTRACT] Objective To establish a new PCR method for the detection of methicillin - resistant
Staphylococcus aureus strains. Methods Pathogenic bacteria strains were isolated and cultured from pus,
secretions, blood and other specimens of severe patients admitted to ICU of our hospital from January 2016 to
December, 2018. A total of 43 samples were collected. All strains originated from different patients and were
obtained from initial isolation. Samples were detected by real - time fluorescence PCR and disk diffusion
methods, respectively. Results The accuracy of real-time fluorescence PCR method was higher than that of
cefoxitin and oxacillin disk diffusion method. All methicillin-resistant staphylococci are resistant to oxacillin and
penicillin and more resistant to erythromycin and clindamycin. They are sensitive to vancomycin, linezolid,
tigecycline, rifampicin, tetracycline, gentamicin. Conclusion Compared with cefoxitin and oxacillin disk
diffusion methods, the newly established fluorescent PCR method not only has high accuracy, but also has good
specificity, and can accurately detect methicillin-resistant Staphylococcus aureus.

[KEY WORDS] PCR; Methicillin-resistant Staphylococcus aureus; mecA gene; Cefoxitin; Cefoxitin
disk diffusion method
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LA AR, AU I BOE AR R 22,
A WEHE S (PCR) VA B 25 Ay ik PR 4 2 € 3 26
BREARI AR fE A OC T2 S8 ik SR L
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BRI — il A B B A I MRSA 1 fi] {3 1717 7T 55
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1.1 FRASKRE

W gk 2016 4E 1 H % 2018 4F 12 H AFEA B &
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YIS R AR vh 43 B 4 S D TR
PR, B ARIR 53 85 B AS | Bir A R R 222K U5 T AR (]
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1.2 SEIFE56 PCR A
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I EIRE O 5 ARG T B EE,
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TE 37°C, JF 1 B BE B W2 80045 TP A TR 75 2
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K ¥ Wi F 220 wL 4 GB 28 Wk , CTE OBIR A 73
LT R REG A CHEET 0CH T X EB
TS 1, 10 min J& , R R IE & 525 BRI

220 pL IC/K LB, fEMANR G4 L% e,
R N LD BV b O R B 2 SRR DT W) B
B 0 LIS AR T-20C & Y . SR )5 4
i F 48 VG K mecA FER J NUC FE R B4R 5T IX 8ok
AT 51 P F TagMan B2 5 T A= TAEY) TR
() et A R E1E B, 519 8 9 0 LiEs 14
5'-TAGTTGTAGTTGTCGGGT-3', Fiif 514 :5 -
TATCGACGTTCAGTCAT-3' ) Jf-4: BLAST K 5
Sl AR R S . B R B R B A R R AT
PCR ZEGHG I, I ¥ DT U S, 93 45 14
94 C 3 min 1 PMEFF, 93 C 30 5.55 C 45 5,40 MF
FRU R ARV PR A B 6 2 BR B 25 2 1Y b
HENILR

F1 RERN MRSA R H[TARE
Table 1 Rapid detection of MRSA results interpretation

criteria

SHOWERRE W2

RS L S

FHE FH Kl 5] MRSA

FH B K £ MSSA

FA 1 FH ALK 5] mecA H R
B S5 SR N 1 o == W R B2 o

1.3 4RR P L

SKALVE T B AR P AR AR 7 B (Kirby-Bau-
er, K-B %) ¥Rl CLSI ARk ik ys o i
PR ATCC26859 , A<M P4 ARIAE 0 e 12 o 4%
PRk ATCC25399, MH J2 2 1l 2 SE R 9 cm
CILTTRARAE 7)) o SARPE T 9 B4R i SR e o Ak
P HAR R ALK 120 30 wg (OXOID A7) o 48 H
PR D TR VIR IR 0 T IR O R 0.5
GBS Y PR A2V, 15 min PRKE AR TE 2o v B8 1Y) TRV
FeAhoE Bt FIWTARUE " A 0 A R Sk
FOPE T 48R b A i P >22 DA BURR, 75 W0 Ar if 24
AR PYARAR Fr, 30 B Y AR >12 mm O B,
WA 24 o B e I T ) P 7 2 K AT, Sk AP T 4K
F R Bl >25 mm SRy BEURR 75 DU B Ay it 24 ma P AR AR
F IR B ELAR >15 mm UK, BN G . R
B HE s B« F Microscan 41 B 48 2 {50 S A< I8k 7
R E5 B 0 1l & £ (minimal inhibitory concentration,
MIC) , 1| Wi b v T35 I AR 552 90 28 s AL 25 D1 25 7
519 . MIC>4 wg/mL 4 MRSA.,
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1.4 RS K 2451 S B

K APL a4 H 3 iE Y53 B A (VITEK) %8
R G R EA YRR A FD) %™, 4
M E R AU P (K-B k) o 258050
Z: (A E I R I BV E R ) (58 = b)) i 47 o

2 R
2.1 SEEFE PCR M mecA J7 B A48 A9 w0k
R 8 S 1 g

A3 AR A B A0 A 2 BRI Hh S 2O 8 it PCR
A 2 11 B 2 4 R A ER A P, sk
FIPE T K-B 3% 5 K08 PG Ak K-B 32 kil s i it 245
G B €5, ) 265 BR TR 191 145 7 S I Ot PCR A Y 45
R k2 E1.

F2 SERFIEHE PCRAGI mecA ik FALK i BUE 16N 45
RAVELR
Table 2 Comparison of real-time fluorescent PCR method

and paper diffusion method to detect mecA gene

Ty ik Mt 2% Bu %L
ST 5% PCR % 11 32
HA ik
SLAEPE T K-B ik 7 36
IR PGAR K-B 1 8 35

Relta Rn vs Cycle
5.000e+005

4.000e+005

3.000e+005

2.000e+005

Delta Rn

1.000e+005
0.000e+000

-0.000e+005

123 45 67 8 9101112131415161718 19 2021 2223 24 2526 27 28 20 30 31 32 33 34 3536 37 38 39 40

Cycle Number

1 FEARH mecA B E KA PCR 4l 45 R
Figure 1 Results of real-time fluorescent PCR detection of

mecA gene in the sample

2.2 i AR PG AR TR AR AE A v R 42 PG PR 4 i T Y
RIS

11 151 1irf FH 40 P8 AR mecA & DR FH PR ) E A vh
NUC I BHE 2 1], 3 4 A A2 A T F A8 PG AR
mecA &R I8 AT NUC 3 DR (1) BRI Ay i B 42070 Ak 4
WO KA. LR 3 K 2,

*3 MHEAMNAKRERDTHRAESERSEED
oREEE S
Table 3 Test results of methicillin-resistant Staphylococcus

aureus in methicillin-resistant strain samples

BEMEEE KTV T RBEPEAK mecA  NUC
SO K-B % K-B % FE FE

1 - >25 >12 + -

9 - <25 >12 + -

3 + >25 >12 + +

4 - >25 >12 + -

5 - >25 <12 + -

6 - >25 <12 + -

7 - <25 >12 + -

8 + >25 >12 + +

9 - >25 >12 + -

10 - >25 <12 + -

11 - >25 <12 + -

Relta Rn vs Cycle
1.600e+005
1.400e+005
1.200e+005
1.000e+005
é 8.000e+004
Tij 6.000e+004
a

4.000e+004
2.000e+004
0.000e+000
-2.000e+004

1234567 8 9101112131415161718 19 2021 2223242526 2728 2030 31 32 33 34 3536 37383940

Cycle Number

B2 #HARAHNUCEFELRRE PCR MR
Figure 2 Results of real-time fluorescent PCR detection

of NUC gene in the sample

2.3 i YA P AR 0 ] K e T 24 0 B

PL mecA F RSN 52 BH A D “ G AR ™, BT A7 it
Y 4 DU P <5 200 oK B X 75 ORI AR e Y bR R B
P A SR R TR 245 1, T 7 40 5 3R R e bR 3R it 24
PERCH B R A, 00 0l B R BRI R s e
Jiig )RR 249 2 B R R, o DU BR R L IR R B R A
R —E M BUgHE, Wk 4.
3 Wig

SHIH A SIS BRI | i
T MILAE A5 5 DG 1 o T R 427G AR B (0 40 4 Bk
BRI PR AR R B T4 o (O R A BR R AR T —
HMIEVEASR A 2] MRSA 193 N Fr BL-mecA ZEIN , 3 il

K BERE i = AR M I B RSG5 E
F1(PBP)2a'"" . 1545 1y H 480 P4 Ak 4 3 €0 48 45 BR
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x4 MAEANRESEBAEFKEAMAESN
Table 4  Analysis of drug resistance of methicillin-resistant

Staphylococcus aureus

AR MRSA
JE I G A 100.00
HEE 100.00
IR 79.65
WA 68.52
TR 52.30
W22 [ 36.59
DY 35.68
e A R 30.10
LIV A 29.68
Rl 19.85
RRER 19.68
FIfEF 0.00
Hh&ER 0.00
E=VIIBZE S 0.00
) s fre 0.00

AL ARSI 7 32 o A W PG AR AR 7 7 il S MRSA i
TR0 45, 3k 2 7 1 BB T 8 H & 4 i FY 40P K
G v (0B A BR TR, L R RE I8 F] 100%
mecA FEPIXT T SA T 25 PRI P~ A 45 B OCHE H 1Y
YERT, TR mecA 1263k 2352 B8 15 A5 R 2 M
KR BYFZR , P SRAFYE mecA i %) 5K T TR 25
K NBBURR S i 24 HA AR R 22 51 il < B €5
AT ERT 11 mecA B:[H, ARl MRSA & WL
) — I 5 F Rt ™

HR 4 LAAE B FE 2 0] T, PBP2a 23k 1 A FEAIX
Wy Z bk mecl 25 X mecA & AN EIAE A, i
PRAE mecA T AL, , T X0 2RI PY AR 245 A8 5 7
TR LR S f ] — R R P AR R b H i
2iflos . MAEARDIFEH, R ZOE PCR J7 ks
N3 VA 32 v T S AR PG T B AR PO ARSI 9 IO
LA i PR 4 G PR <5 ) 2 K TR NS 9 B R AR 7
RIS B R AR 53R R TR 251, TR 2% 3R M s R R
H R TR 2 1 A B 2R T AT AR, 0 ) 2 e i 5
WE T ER ARV R R, hta] W,
X g B T PR 40 P bR < ) 4 33K TR A7 AR DT 0 B e 24
BRI B0 TR B R YT 7 R R RO
4546 DMAEBER = RS 20 BERHA Y | S22 &
PCR A% G A6 A Jy v A6 0 2 S fin P s A0t 1)
FE AL, BASE WS B A RS2 E PCR
AT T X mecA FEPR A9 51 9 Fil Tagman £

Bf, DA R S A AR, 51 RS 4 B €0 A 4 BR R
Xof HE AR P RS B - PR T B S 0 TR 24 0 T 24 1 5 T
mecA o 38 3 X458 B A B 00 Ak 15 ARG ) ek
TR SN A R ORT RN Bk B R A . HABE
8RR AE SERT SO E i PCR Al i 2
SR 2% 6 52 i PCR A LAFE PCR Jz i # Hp 4%
Rl 2 A5 5, To FL I LUK 55 20 3¢, v LR
P AT S5 H S ) Y MRSA L AT L #4735 PR
A7 AN, O O v R R AR v TS 5 2R Y
HERRE .

ZE R, 75 R H mecA FeRAE Jy H n 3k RS
T 4 4R P PRRE  BR R AL L L
A ER A R S MR [ B S ) NUC SR RS 5 1 )
PREF ARG R o 5 P8 T 40 7 9 ik F R g
PEARAC 3 WO A LT 75, A0 A I R A o
T FFY 4 G PR 4 0 A 2 K T 1) o A R L AR S
PR T G-, BB A% T AR R ) Y T AR P AR 4 v
HERTA  (EAFHE— 2 HE)

S 3Lk

[1]  Ray GT, Suaya JA, Baxter R. Incidence, microbiology and
patient characteristics of skin and soft—tissue infections in a
U.S. Population: a retrospectiVe population-based study [ J].
BMC Infect Dis, 2013, 30(13)252.

(2] ZFWEME, B SO A IRE LR R B RAEY ¥
FREELT ). R PR, 2007, 7(4) : 206-208.

(3] Whid, Ehok, BHE . AL DX ARAT I P 400G AR 4x 9 (5 3 24 K
RS IS BOIR [T]. AR B B Jgk g 2 2%, 2011, 21
(22) :306-308.
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(3], b RS 5 y7 2438, 2017, 11(6) :401-416.
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IM.i& VEGF. pro-ADM /K V- 55 AR HLAH PRl 5
Jpa T T RE R K P 112 2

FHET GRS’

[ E] B SRMFEMENEAKK T (VEGE) JiE LR R (pro-ADM ) /K- X & 4 I
W HLAE SRR 28 (VAP R - EH R ST MR . FiE  EEFBARE 2015 4F 7 £ 2018 4F 7 A EBE
FE R UG S I T >2 KRG 410 B R E ORE, A 76 0 VAP, 2 5 R 00 ™ B R B 0 AR fE 4
(26 1)) e 20 (30 i) B s fe 20 (20 f4i]) , AR 85 1 DR &5 =) 4 WA TG 4 (57 491 FFET- 40 (19 451)) | R
HUELISA Jr i3 5E 4% 2H 1L VEGF J pro-ADM [ /K-, %t #5411 VEGF il pro-ADM 7KV 22 5 UL K P
22 6] AR PR AT A, IR LT VEGF  pro-ADM 7K E-XF VAP W 5 R AR E SR X R, &R
VAP 411l 7% VEGF & & .pro-ADM 45k VAP 41 2 & 71 (P<0.05) ;3 4[] 1L i& 1Y) VEGF  pro-ADM 7K -
2 R AN e A< fadl<mfiE gl , 2 58 it 8 L (P<0.05) o M4 HT7R : 76 VAP 415, B35 19 1l
% VEGF % 1t 5 pro-ADM & & 5 1EAH % (7=0.864,, P=0.000) , ROC {12k i 43 #7 7% : L35 VEGF 14k
ML (ACU) :0.804(95%CI: 0.752~0.856) , 1t {4 T 1E 15 : 130.8 pg/mL, MBS NHI 2 VAP HE B TS AN K45
SVER 62.90% MAKURE H 73.70% ; pro-ADM ACU : 0.748(95%CI: 0.693~0.804) , fief: TAF 5. :3.12 nmol/L,
DU UL H 5 VAP H 8 O TS AN R AR 93.70% JUBUREE 77 86.80% . 518 78 4T PF W MLAR 56 P il
HREBHFH P, M VEGF & i 55 pro-ADM 7 i 22 IEAH ¢, VEGF & il 57 , pro-ADM 7% 28 5, JR 3 I3 1
B, FLTUE B 22 | 8 A R 1% VEGF 5 pro-ADM 2 4 T A7 50T S5 4F R W AT AR G il 48 B 2 05 15
) 7 R RN PR T30, A s ) S T (L

[REA] mENEAERKET; §fiF RRBEER ; B4 WTRHUHECHER% ; BUS

Relationship between serum VEGF and pro-ADM levels and the severity and

prognosis of elderly patients with ventilator-associated pneumonia

YUAN Juan'*, BAI Yichun®

(1. Department of Respiratory Medicine, the Third Affiliated Hospital of Xinxiang Medical College,
Xinxiang , Henan, China, 453000; 2. Xinxiang Medical College , Xinxiang, Henan, China 453000 )

[ABSTRACT] Objective To investigate the relationship between serum vascular endothelial growth
factor (VEGF) and preadrenomedullin (pro-ADM) levels and the severity and prognosis of elderly ventilator-
associated pneumonia (VAP). Methods A total of 410 patients were recruited for this study. They were
admitted to our hospital from July 2015 to July 2018 for a period of mechanical ventilation >2 days, of which
76 were VAP. According to the severity of the disease, patients were divided into low-risk group (26 cases) ,
intermediate -risk group (30 cases) and high-risk group (20 cases). Based on the clinical outcome, patients

were divided into survival group (57 cases) and death group (19 cases). ELISA method was used to determine
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the serum VEGF and pro-ADM levels in each group. The differences in VEGF and pro-ADM levels in each
group and the correlation between them were compared. The relationship between serum VEGF, pro-ADM
levels and the severity of VAP and prognosis was evaluated. Results The serum VEGF and pro-ADM levels
in the VAP group were significantly higher than those in the non- VAP group (P<0.05) ; among the three
groups: low-risk group <medium-risk group <high-risk group (P<0.05). Correlation analysis showed that in
the VAP group, the serum VEGF level was positively correlated with the pro- ADM (r=0.864, P=0.000).
Analysis of the ROC curve showed that the area under the serum VEGF curve (ACU): 0.804 (95% CI: 0.752

~0.856) , and the best operating point: 130.8 pg/mL. Under this condition, the specificity of the poor
prognosis of VAP patients was determined to be 62.90%. And sensitivity was 73.70% ; pro-ADM ACU: 0.748
(95% CI: 0.693~0.804) , the best working point: 3.12 nmol/L, the specificity of poor prognosis of VAP
patients was determined to be 93.70% and sensitivity is 86.80% . Conclusion In elderly patients with
ventilator-associated pneumonia, the serum VEGEF level is positively correlated with the pro-ADM. The higher
the VEGF and pro- ADM levels, the heavier the patient’s condition, and the worse the prognosis. The

combined detection of serum VEGF and Pro-ADM can effectively predict the severity and clinical prognosis of

elderly patients with ventilator-associated pneumonia, having high practical value.

[KEY WORDS] Vascular endothelial growth factor; pro - adrenomedullin; The elderly; Ventilator -

associated pneumonia; Prognosis

I 1% HILAH 5 M i 48 (ventilator associated pneu-
monia, VAP) 245 B & 75 LE M & 808 LE VT
Ja e S AUOE TP SR, T 48 h Z JR B R
48 h Z W, It e e HE IR | oAy 5 B AJ A M it 48
(Hospital acquired pneumonia, HAP) £z 32 E 25 71 22
—o W TR L)z a8 FAUMGE SAE S —FhiE
W SAHIRYT TR VAP IR R BT R AR
VAP J5 , MBFER T B35 1A Bt fal, i HL W] &3
RS R AER UHXT TN, G IR 2 A
BLhiliie B AR s g, Al R ECL S A,
I R b SR A 1 5 bn BT A VAP AR
JE K FN W 715 X6 B AR VAP 47 5B & R AL R &
SR X, MmN A K F (Vascular endothelial
growth factor, VEGF) 1y Ifil 48 i 75 A ¥~ P A FH i
SER P — 7, 3 3k T MR A A Y Ak, 2 5 T
BLAE G M il R 2B % T, DT A {68 fi 340 4% 2 Ji
N AH DB I s SR A 5 AT s R I
VEGF i W Th o Ai'E Bl i 5 3R (Pro-adre-
nomedullin, pro- ADM ) J& T — it 7 X J&& 4L 7t i 1y
BRI FR AR, LT LA AR 00 e AR R G g
HEREBUIAIC . A58 i 715553 B 4% B
VAP #4E B 3% I3 VEGF & i 5 pro-ADM &
AR DGR RS A B, %F P FE 24 VAP 835
Hho I R S CH I R TS i VR4 2 T AT
Wit

1 AHSHE

1.1 — sk

YEFE 2015 4F 7 H & 2018 4F 7 H AP dgE Wa 4
SN >2 R 410 B4 B Y VERFS N
%, BEMABLAERRTE 60~84 %, HF YA I% N
(71.1£8.3) %, J5 240 ] .2 170 Bl # HIE A5 H 30
VAP 43 4L : VAP 41 (76 f4i]) AE VAP 41(334.f51])
Fe A BRI M R EROIR LTI 43 APACHE 1T
(Acute Physiology and Chronic Health Evaluation ) ¥
a5, 53 41 AR fE A E4r<10 43 (26 ) PR
10<PF43<20 43 (30 191) | fa 2 PF53>20 43 (20 £41))
FRAE B 28 K Z NI RIE 3 43 P 4 < A5 4. (57
Bi) BETEH (19 ) o S AL TRIENE ] RIS LR
i RN AL ARG A Y B R) A 25 S RS TR L (P>
0.05) o ASYKBIFIE LA B IS FRZ B3 S HEHER]

% B P AR EE 2 25 7F 2013 AR (45 R 1l 3 VAP i2
WEbR ™ AL A IR R =2 K HLRLR 355>
2000 OB H I A (KIE>38C ; QfliEk VT2 [H
KR Fr , FLF IR G 43 06 K i i e v s B4 A
M4 7R FH Al <4.0x10° /L 5{>10.0x10°/L ; @ iy 355 X
R 7 it 38 1 e e O e 1 R BR Y 5 B TR A
(0 0 WA T 8 5 R B B o 9 B HE R AR A : OB
AR @ Tk SZ M UGE <, A kiR
ST s QB I se s SoBPEME
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1.2 ik ADM & B AR TL &, 22 57 BA G it 22 % (P<

e 53 B 1 I R BERE : X BT AT 3 3 R
I THUMGE A, BRI Z AN TR VB IR R
N EIRIT o XA AR E AR ) S A
5 LRI AL A B B T B R K S e R A T A
0% o TR B 3 a2 A R4S A e R 1 X
O 0 R R AT IR 4y . @I VEGF
pro-ADM il 32 : 112 VAP J5 >R 5 H 5 25 15 i # ik
1M 3.0 mL, A 1 500 r/min £ 3% B 250 5 min, 43 55
M3 2 J5 F=80.0C VKA Hh A~ A7 % F , RIS 4
Je.0 ¥ ELISA 741l & VEGF pro-ADM % 1t , il
&[RRI N
1.3 Sil¥ork

i SPSS 19.0 B HE AT 8 434, TH i BERE
(G xs) e, ALY FLA (] ¢ 456 , Z 41
LU 3 FH B R R 25 40 A b AT 5 LB AL 1l g
B RL 7, R Pearson A G HY 43T ik AT AH G
53 M7, F Graphpad 3K 4 il /E ROC i £& , I 115 ith
2T T AR R A ) TAE A, DL P<0.05 W ESRA
St

2 FHR

2.1 PHALIIG R FE bR A E

VAP 41 [fi. & VEGF . pro- ADM 7K “F K&
APACHE I 7 # 0 i 5 T4F VAP 41, 2 %A
% it 2% 3 X (P<0.05) ; VAP 4 %5 36 & B B &
THE VAP 4, 2 5 A 4 it 2% 5 L (P<0.05) , WL
1,

®1 FABIGKEREE (2(%), (x+s) ]
Table 1 Comparison of clinical indexes between 2

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

VEGF  APACHE I Pro-ADM
(pg/mL) (4% (nmol/L)
VAP#l 76 150.10£75.03 17.2+4.6 4.19x1.73 18(25.0)
4 VAP £ 334 110.60+44.45 11.3+3.8 3.20+1.38 54(16.2)
- 4.417 10.403 4.663  4.617
P - 0.000 0.000 0.000  0.032

2.2 VAP 4 ¥ vh & B 40 (8] /Y I 7 VEGF . pro-
ADM /K- st

3 41 18] IfiL 35 ) VEGF ., pro- ADM 7K - J% 3% 5E
L, MR a2 2w e 4L L7 VEGE | pro-

0.05), W2,

*®2 AEEEEE VAP AlEIGERIERIER
[n(%),(x£5)]
Table 2 Comparison of clinical indexes among groups with
different severity of VAP [n(%), (x+s) ]

VEGF  APACHEIl Pro-ADM

A n o emL) UH  (amoyr) TPEE

fRfE2 26 150.2+44.38  7.8+1.8  4.08+1.77 2(11.1)
RfEd] 30 181.1+42.56 14.1+3.1  4.52+1.87 7(38.9)
WG4 20 220.3+43.23 23.3£3.0  6.16£1.83 9(50.0)
Fi - 14771 187.034 7.809 8.708
P -  <0.001 <0.001 0.001 0.013

2.3 VAP 46| 1 J5 4117 1L 3 VEGF ., pro-ADM
KA Hegs

LT LAY I 7% VEGF | pro-ADM 7 & 3 171
M BT, ZRA S5 L (P<0.05), I
3

x3 AEWE VAP AR IGFKIERILE (1, (x+5) ]
Table 3 Comparison of clinical indexes between groups

with different prognosis of VAP [n, (x+s) ]

21151 n  VEGF(pg/mL) Pro-ADM (nmol/L )

1EG4l 57 179.2+40.35 4.58+1.79

T 19 240.5+39.36 6.42+1.67
t{H - 5.769 3.943
P{H - 0.000 0.000

2.4 Il VEGF % & Fl pro-ADM 7 #i ROC i1 £k
vk

VAP 2411 ROC £ 5347, IfiLiF VEGF £~
AR, fe £ T4 A5 (Optimal operating point,
OOP) : 130.8 pg/mL, VAP % ) pro- ADM ACU
T TAEA 312 nmol/L, W34 %5 81,

#4 M5 VEGF &£ 5 pro-ADM & £ ROC #iZ ) AUC
Table 4 AUC OF ROC curve of serum VEGF and
pro-ADM levels

EELTS AUC SE{H 95%CI P1E

VEGF 0.804 0.26 0.752~0.856  0.000
Pro-ADM  0.748 0.28 0.693~0.804  0.000
&M 0.868 0.20 0.828~0.907  0.000
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%5 & VEGF & &5 pro-ADM & £/ OOP
Table 5 OOP of serum VEGF and pro-ADM levels

. Rk SURE S e
¥&b: OOP (%) (%) +LR -LR #8488

VEGF >130.8 6290 73.70 1985 0419 0.386
Pro-ADM >3.12 93.7 86.80 13.812 0.140 0.793

e +LR: BHPERISR L s —LR - BAPERISR L,

ROC Hh4k
1.0 2
VEGF
pro-ADMA
08 AB A 207
0.6
e
E 04
0.2
0.0
0.0 0.2 0.4 0.6 0.8 1.0
1-F¢ 51

1 Imi% VEGF 5 pro-ADM HJ ROC # 2k
Figure 1 ROC curve of Serum Vegf and pro-ADM

2.5 [fiLi#f VEGF % 1 Hil pro-ADM 5 i AH 504t
TE VAP A v, BB W) I W VEGF & &= 5
pro-ADM 7 & 2 IEAHOC (r=0.864, P=0.000) .

3 it

VAP J& B E AT HLGE IR T i WL —F
B L EE R KRR BT
1R, )RR T R ™ O R I R A
Wi SZIRYT VAP RAF BRI H 25 SR A5 9%
1 2 14%~40% , JUH & A I Z i 25 10 84, I
PR 53K 60% . HATIG IR L X Fi2 W VAP
A BERFV GRS R 75 AR N “ S hrifE” 12
Wit 4, {H PR 2 — oA Qi AG: A ELIRUR PRI [i] st
WAFFRRER A, BT, IR L E R
FHBEES R 5 C S 2 1 H g e ) (LR 45 3R D
JRUAE I B e A O, FAN ) B A 40 ) SR e, X
T LB R R ARG 12 W AT B 5 C SR 2R 12 Bk
Y 0B 05 1 S MR AIR R e 1% s b R T
s PR, PSR A R bR VAP kAR
HAVEAS TS 2R 5%

VEGF J& 2 2% 24 kD A 5U4% 38 5o A 5 34 42 11
B RK, B T —f & R ED 25T
VEGF145.VEGF121 VEGF185.VEGF206 . VEGF165

GR/DA SR, BRI AR AR B
AL FIIALAE 35 U, AT 3800 1 4% (4038 B 1, R B AR
R I 30 3 P DR rP RS i ) — AR MG
TIF 91 BT R AT LR 6 it 5 5 174 45 76 L o 90 o 7
VEGF & = Ft 1, 5 e[ B il v i =8 40 i 45 o 80
WBTETF . BFFE R, VAP 5 i B e = &
JEE TR S T W £ 17 R LS A7

B ARSI R A YU Pk R R R &
R A 55 2 R, LA R AL A AR S B 1
RN R R g R TR L IRBE R ON ' b
PR BT 2R AR BT, AR ke L I B
fa (o8, AT S W b R T R T M K KO
H R, 26 22 P s gL 593 v, I PR 8 38 8 I % il
i pro-ADM [ % & , B 5% & /R pro-ADM 7£ i2 Wi
T PAk e B 0E | i 3500 % G S5 0 TS A5 44 e S
M E . HREE R BN, 546 VAP 41 L, VAP
2 B & WY LTS pro-ADM & & B & &, HOHOR
1% B E , pro-ADM 19 & & T i B B, IR pro-
ADM b 7] A5 R0 N S8 R I T [0
%% pro-ADM 5 VAP [ 3 1 IIfi IR 1l J5 i) & 3L AE
VAP B # JET- 4 M Il pro-ADM [ 1% 1 B A7 I
2B T, U B TR S AN 2 W A
WERRME . BFSE W, VAP 8 2 il 0 Jak e 2 o J3F ]
S R e £ 1 R TS 1 0 o

L5 LTI, AR RF AR DG M il 4% 55
154 K T 1L 7% VEGE 1 pro-ADM (155 1 7] 4 %
95 1 A 7™ 5 R NI PR T , v] o B 4F VAP (B
MBI IR TT E— R IR S %, (HAK 5
A7 — 2 Ry BRE : D43 £ 3 J R R B 5
A AR HY ORI 7 A R ) 5 QU vk A 5T
B AAE ICU B A B L AR ICU Z 5 91 & K
RS e iR X T R AR IR 5% VAP I
ANBER 2 B AE A s @A R 5T 2 B0 A5
B XTSI 6 ST A5 114 46K DT (L 55 AH DG HE B v 7 KR AR
Z DR IESE

5% 3k
(1] XUEEIT, XUAE 5T . RO AILAH P il 58 0 i oE ke [T ], v A
SPRHEZ4 %, 2016, 15(6) :478-482.

(2]  VFSthn, S, £ 58, 4 AR B IR HLAH S VE i 28 &
& P 2 meta 43 B7 [T]. A2 B B SRR g 2 22 7 2016, 26
(23) :5418-5420.

(3] RBEZE, X Jo, #4455 . M55 VEGF 7K 5 R LA G
PRI R R [T]. LA BEZY, 2015,55(13) : 75-76.
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[11]

P il 453493 T B 1) 2838 B LT )L I R Al 2235, 2016,
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e85, BEHLST-  INIEAAS | 45 . Bl 25 W o 385 i B b R T
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TB-DNA F1IGRAs % J 1174 i3 i bt DX fili &8 4% 12 Wi 1) 1
M

N @ MWEE FH%E AL

[ ZE] B BEIT5Z45 BT DNA(TB-DNA) Fl y- T4 Z B30 (IGRAs ) % 1| 75 &5 [ X
B2 W f0E FME . ik RE 2018 4F 4 A & 2019 4F 5 H 7EABEAE B 1Y 510 Fflish 4% 5e LR, H:
Rtz 154 41, ARl 45 4% 20 356 141, [E R4 T TB-DNA (5 ) f PCR 5 ) Fll IGRAs (ELISA ¥:) K Ar , Ho A i
PO AL R Tl 5 2% AR R BB A R ARG R . 258 TB-DNA Il IGRAs X )1 PG i J5 i [X it 25 4%
ST RS K 42.9% \73.4% , 5 T 85535 98.3% . 70.2% , TB-DNA 1545 A% 1 M JE 48 F 2k e A Tt 45 4%
RS 30 21.6% F1 52.5% , IGRAs TEZ5 A% M 28 Fndk 2 MERG 45 4% rh i A th 2 58.8% F1 80.2% , T
B TE S5 M I B8 N2k 2 PRI 452 vh G H 2Rl 70.6% 11 95.0% - 3 5164 Sz P48 A% i G, 1 S 1 1
R T AN 45 (P<0.05) . TB-DNA 7EMli i Vs ok Hh 3 9 (66.0% ), Hk by A SR 1%98 (33.8% ),
g7k K 2R AR (11.1% ) , H.22 A i1 7 L (P<0.05) . Bl #E VL TB-DNA 5 IGRASs £5 J:— 5P %
Uf. #518  TB-DNA FI1IGRAs B )1 PG 55 S [X i 45 42 F 2 Wi ¥ AR SRR, e OB AR N [R] 6
AR T A R I A Ay 25, A R ) 1 v T DX 45 A% 1) I B

[KER] %% ; TB-DNA; y-T PR BEAGRE: 5 174 i i X

Applicability of TB-DNA and IGRAs to diagnosis of pulmonary tuberculosis in

the western Sichuan Plateau
GOU Tiantian, XIANG Zhangpeng, LIU Mengjun, LI Longyong, ZHOU Weidong™*
(Laboratory Department of 363 Hospital, Chengdu, Sichuan, China, 610041 )

[ABSTRACT] Objective To explore the applicability of TB-DNA and IGRAs to the diagnosis of
pulmonary tuberculosis in the western Sichuan plateau. Methods 510 patients from the plateau area of the
western Sichuan from April 2018 to May 2019 in the 363 Hospital were selected, including 154 cases of
tuberculosis and 356 cases of non- tuberculosis. TB-DNA (FQ-PCR) and IGRAs (ELISA) were performed
simultaneously. The sensitivity and specificity of the two methods were compared and analyzed by SPSS 21.0
statistical software. The detection rates of the two methods in different types of tuberculosis and different types
of specimens were compared. y° test was used to compare the rate between groups, P<0.05, the difference was
statistically significant. Results The diagnostic sensitivity of TB-DNA and IGRAs for tuberculosis in the
western Sichuan plateau was 42.9% and 73.4% , and the specificity was 98.3% and 70.2% , respectively. The
detection rate of TB-DNA in tuberculous pleurisy and secondary tuberculosis was 21.6 % And 52.5% , and the
detection rates of IGRAs in tuberculous pleurisy and secondary tuberculosis were 58.8% and 80.2% . The
combined detection rates of tuberculous pleurisy and secondary tuberculosis were 70.6% and 95.0% . The
detection rates of the three different samples (alveolar lavage fluid, sputum and pleural fluid) in secondary
pulmonary tuberculosis were significantly higher than those in tuberculous pleurisy (P<0.05). The detection
rate of TB-DNA in alveolar lavage fluid was the highest (66.0% ) , followed by natural sputum (33.8% ), and

Ve S fn . =X Z ERAEA, W, R A6 610041
*BEAEHE A T A, E-mail : a650525@126.com



STEWiERIT e 20204E3 A #5124 4531 T Mol Diagn Ther, March 2020, Vol. 12 No. 3 - 203 -

the detection rate of pleural fluid was the lowest (11.1% ) , and the difference was statistically significant (P<
0.05). Alveolar lavage fluid TB-DNA and IGRAs had the best consistency. Conclusion TB-DNA and

IGRAs alone are not sensitive in the diagnosis of pulmonary tuberculosis in the western Sichuan Plateau. The

selection of appropriate specimens and combined detection can improve the detection rate of pulmonary

tuberculosis and facilitate the early diagnosis of tuberculosis in the western Sichuan plateau.
[KEY WORDS] Pulmonary tuberculosis; TB-DNA ; IGRAs; Western Sichuan Plateau
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Table 1 Diagnostic value of TB-DNA and IGRAs in pulmonary tuberculosis
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Relationship between serum hs- CRP and Fetuin- A levels and cardiac valve

calcification and vascular calcification in elderly patients with hemodialysis
ZHANG Man*, ZHANG Jinghui, WEN Xiaojun
(Department, Beijing Shijitan Hospital , Capital Medical University , Beijing, China, 100038)

[ABSTRACT] Objective  To study the occurrence of cardiac valve calcification (CVC) and vascular
calcification (VC) in elderly patients with maintenance hemodialysis (MHD ) , and to analyze the diagnostic
value of serum hypersensitive C-reactive protein (hs-CRP) and Fetuin-A and the correlation with the degree of
calcification. Methods A total of 104 elderly patients with MHD who were treated in the hospital from
February 2016 to March 2019 were selected for cross-sectional study. The occurrence of CVC and VC were
assessed using cardiac color Doppler ultrasound and abdominal lateral X-rays, and the severity was evaluated.
The serum hs-CRP and Fetuin-A levels of patients were measured, and the receiver operating characteristic
curve (ROC) was drawn and the area under the curve (AUC) was calculated to analyze the diagnostic value
of the two on CVC and VC. The correlation between hs-CRP and Fetuin-A and calcification degree of CVC
and VC was studied. Results Among the 104 elderly MHD patients, 47 cases (45.19% ) were diagnosed
with CVC by color Doppler ultrasound, and the serum hs-CRP level of patients with CVC was higher than that
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in non-CVC patients while the serum Fetuin-A level was lower than that in non-CVC patients (P<0.05). The
AACS score of 104 patients with MHD was 0-21 points with an average of 5.73 + 1.32 points, and there were
41 cases (39.42%) with VC, and the serum hs-CRP level in patients with VC was higher than that in non-VC
patients while the serum Fetuin-A level of VC patients was lower than that of non-VC patients (P<0.05). The
AUC values of serum hs-CRP, Fetuin-A and the combination of the two of elderly patients with MHD for
CVC diagnosis were 0.847, 0.715 and 0.874 respectively, and the AUC values for diagnosis of VC were
0.895, 0.840 and 0.951 respectively. Serum hs-CRP level was significantly positively correlated with CVC

severity and AACS score (P<0.05) , and Fetuin-A level was significantly negatively correlated with the two

(P<0.05). Conclusion Elderly patients with MHD often have CVC or VC. Among them, hs-CRP and

Fetuin-A may play an important role in the occurrence and progression of calcification and have good reference

value for the diagnosis and severity assessment of CVC or VC.

[KEY WORDS] Hemodialysis; Cardiac valve calcification; Vascular calcification; Hypersensitive-C

reactive protein; Fetuin A

18P B T E =38 (chronic renal failure , CRF) 5
A P TR 0 B /N R 5 R RN S BB  BEE 1
i Je T 3 K H Sk O R R BT 2R AL e R
AR W 7R (end stage renal disease , ESRD) 3
AL A B R A A A R LGB AT
(maintenance hemodialysis , MHD ) 7 4 &3 B i &
PR PN E R AR = 9, W JE K S8 3 A A7 sk ] T
2420 ot i B BRI . IR 4k MHD K
VAT 1] BE 300 145 9% 97 (cardiovascular disease
CVD) & 955 S5 1 1 [m) R 2 37 5 | A s R AR, Sk
iz MHD f8 325 B M 8OR S 0E B FE TR U
HNERWLATHETE CVD & &t & 55 & 2 i
i, #REL-C J2 b & H (hypersensitive -C reactive
protein , hs-CRP ) FIiGER 25 F1 A (Fetuin-A ) 43 51| A #/L
AR A J o7 RIS Bl A A B AR R, T R TR
CVD & Filift it fe h RS ZAE R AR
FF 5 M1 & 4F MHD fE 4 1175 hs-CRP 1 Fetuin-A
K5O AR 5EF , AW MHD 4 Jf CVD
RRHILIA o 2 KA

1 AR

1.1 —RseR

YEHL 2016 4F 2 H % 2019 4F 3 A TA BR324
7 B & AFE MHD B3 104 (19017 R W i A 7, Ho
Tk 61 ] Atk 43 191, 4F % 65~92 %, P14 (73.86+
9.25) % ,MHD B[] 6 1~ H 2 13 4F , P34 (5.17+
1.38) 4, Horp 2 v B /NER B R 61 1 IR 5
18 3] i M B 13 43 A LR B 7 8 B i
B RS H. HAFRHE: QY82 HUH MHD 1677
HI =61 ; Q4FER=65 % ; @5k kA

FLIG IR R AT 5225 o HEBR AR : DA I 7™ %
Yool M IR A @1 CVD R S F 3 2 M SRR
7 5 PP AR ol R AR VI B die s D1 2otk
I 4 BT R A8 s SRR B B Bl s . A
WF 5T 3R AT B3 DA R 8 AN [l B AR B AR B 2%
[ARES in]ie
1.2 Wk
1.2 AR AN

4008S 7 HT ML (1% [F Fresenius) ; AV600S i3 AT
7 (1% [ Fresenius ) ; ik 2 £ i W (RS AR EEYY
W ARABRA ) ; SD800 B 75 4 4 A% (3 [
PHILIPS ) & 7.5MHz fit &4k ; R-500B #Y &= ] X
KL E GE) ; AUS400 R4 [ s A4k i (H
7% OLYMPUS ) ; hs-CRP /1 Fetuin-A {57 & ( |15+
e Sl Ay A BRA ) 3 3K 15 1o 33 ¥4 VR 5 O BIL (i
Sigma) ; —80CHB L AR 7K 4H (£ [E Thermo) ; B i
7 (15 Biohit) & W3k Al EP 45 (3 [ Axygen) o
1.2.2  JBIT RN 7

JI A A B Y Z R TR A R BT, 3 K/
FFYK 4 h, L% 220~280 mL/min , 33 H7 & i & 500
mL/min, Ug B & & H 8| A & A & (1.0~1.2) gkg,
K O IE R #2200 JE R 52 45 4 (cardiac valve
calcificat, CVC) &£ 8L, LRI 1 A~ K UL b =1
mm f B 5% [ 7 A2 bR o [R] I AR 45 [0 75 R AE
XF CVC ™ E R AT 90, #i th B B 8 4 5l 1~
34170 SR X 2R KA %t J o AT 4 ORGSR &=
o) ik 5 4k T 43 (abdominal aortic calcification score ,
AACS) , 535 Bl 4 Ti~Ly & Li~Ls HE ] B, AR 42
Kauppila 3?20 F5 #E X5 Li~L, A Wy B 3 30 bk i e
FIUG BE 2 A T A5 AL RE BE I, Horp AR ILAS AL 0
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33 Ak B EI<1/3 . 1/3~2/3 Ke>2/3 43 3t 1~3
93, B 0~2441 , AACS PE53=1 43 M i A 51k (vas-
cular calcification, VC) , o/ 1~4 43 AL E5 1k ; 5~
15 70 F EEAS AL >15 40 A Ak . RO T
FH 9 24 28 56 =F 5 14 R R FH B IR 2R A7 P4 9 O
YA . SRAE AL B AR 18 UGS A i S IR Dk
1.5 mL, L 4 000 r/min 50> 10 min Ji5 B -80°C
PR-A7 %, R A ELISA 1 K I 3 hs-CRP F1 Fe-
tuin-A 7K, A B F BRI R SE R
1.2 Stk

% H SPSS 22.0 #4404t , tH BB R n (%)
TR R RS, fF A IE AR AT TR
(x £s) KRR, AL L BCR A S B A K 5, 1R
ROC (i1 £k 43 #T hs-CRP #il Fetuin-A X} #4F MHD £
HHIFCVC HVC 2 Wi 8, >R FH Pearson FH 22 1§
Spearman FZHF AT ICER 55, LA P<0.05 h 22 5
AGiteEE L,

2 H#HR

2.1 PiZHIfL 7% hs-CRP Fl Fetuin-A /K H 55

104 34 MHD & 2 DB 2 0 CVC &
I3 hs-CRP 7K V-5 TE CVC 8, Fetuin-A 7K PAIK
TAECVCEH  ZERAGIHFEL(P<0.05), W1,

%1 24MF hs-CRP # Fetuin-A 7k F LL B
[n(%),(x£s) ]
Table 1 Comparison of serum hs-CRP and Fetuin-A

levels between 2 groups [n( %), (X+s) |

hs-CRP Fetuin-A
4 23
G| it 3R (mg/L) (g/L)

CVCH# (n=104) 47(45.19) 6.82+2.09  0.31+0.09
JECVC 4 (n=104) 57(54.81) 4.13£1.25  0.42x0.13
1 8.119 4.910
P{H <0.001 <0.001

2.2  HZH M hs-CRP Hl Fetuin-A 7K F 45

104 1] 22 4F MHD #. AACS 1404 0~21 43,
44 (5.73+1.32) 43, VC B L1 hs-CRP /K- i
TAEVC B3, L Fetuin-A /KK TAE VC 3%,
ZSWA SR X (P<0.05), L3 2,
2.3 hs-CRP F Fetuin-A %f CVC H1 VC £ Wi i (&
Vi

Z4FE MHD H % I3 hs-CRP , Fetuin-A 7K &
P B A2 W CVC 19 AUC 23 5114 0.847,0.715 Fil

F2 I IMTE hs-CRP Fl Fetuin-A 7K F Lb 5
[n(%),(xxs)]
Table 2 Comparison of serum hs-CRP and Fetuin-A

levels between 2 group [n(%), (Z+s) ]

il i HeR hs-CRP Fetuin-A

vC4 41(39.42) 7.34+1.98  0.27+0.08

EveH 63(60.58) 4.26x1.07  0.4320.14
HH 10.271 6.639
P{H <0.001 <0.001

0.874, £ Wr VC 19 AUC 43 % 25 0.895. 0.840 FiI
0951, L5 3,41,
# 3 hs-CRP # Fetuin-A Xt CVC 0 VC i BF hr E 5o

Table 3  Analysis of diagnostic value of hs-CRP and
Fetuin-A on CVC and VC

RIYJE Fe5 2

Krll$ekr AUC SE{H  95%CI s FHE (%) (%)

CVC 2l

hs-CRP  0.847 0.043 0.763~0.910 5.82 70.21 91.23
Fetuin-A 0.715 0.050 0.618~0.799 0.38 82.98 54.39
BEA R 0.874 0.037 0.794~0.931  0.48 8049 84.13
VC 2

hs-CRP  0.895 0.041 0.820~0.947 599 80.49 93.65
Fetuin-A 0.840 0.039 0.755~0.904 0.35 8537 76.19
BEAHI 0.951 0.023 0.800~0.984 0.61 8537 96.83

2.4 hs-CRP Fll Fetuin-A 5 CVC Hl VC /™ & ¢ JiF
YA DA 43 Bt

“ZA4FE MHD % 175 hs-CRP /KF- 5 CVC(r=
0.308) ™ 5 F2 & Fll AACS (r=0.347) P14 44 52 B i
1E A 6 (P<0.05) , Fetuin-A 7KV 5 CVC ™ 5 2
JE (r=—0.291) Fl AACS 743 (r=—0.316) W43 1) &
67 A DG (P<0.05) o

3 itig

FEEPE B i R E SR s 1212, &
W20 10.8% , Horf1 2 30% 7] 2% it )il ESRD,
T3 MHD YA 77 10 FH IR FEE I, X 85 B0 i
RIS AR SZmA ", SCHERIRE P2 PR & S F % CVD
KA AR N RE I B T, H4% 52 MHD IR YT I
ESRD 35 H 2y 50% K ILAET ™, O LA A5
CVD kA EZ RN, BB FE MHD £ 2500 Il
B R AN fa R N 2= A R L,

o 35 4 KB I T ) 41 21 (Kidney Disease :
Improving Global Outcomes, KDIGO ) 45 74 ## 1% 43
SR I BRI - e R I R R 3 CVC Al
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1 bR R AP 55 Bh i 55 2 7RO bRows S A i i 8 2 AH
K5 B

gL't IR’ FRRAR

[ ZE] BH HIMIRR(UA) BRDYIRES 2 ARG (T2DM ) B34 LT 7 AR 24 A Sk
Fik  BEE20184F 1 H £ 2018 4 12 H FEABEURIA AY 176 1] T2DM & 1R A A5 %42, AR 40 1 0 7 A8 =
439 10 6k 5 T 4L (72 1)) | LR EE TR 4 (104 ) o RS I XT EE 2 ZH I UA B2 T fig [ 23 1 6 5
Z (FINS) . %5 i C JIk (FCP) /K, 2R FH Logistic [F115 43 M7 £ 57 T2DM 3 1L 78 27 B AR 52 K 22
Pearson A M43 #7117 UA (FINS \CP 5 MLV i A8 F A OG0 AR A5 & A Bt 8890 745 o Shy S 48 5 A8
G UM AR, X EE 2 3 1T UA \FINS \FCP /K-, Pearson A 1207 IfiL i UA \FINS \FCP /K5
PO AR 7L et . SR OB EEE T & 411 7% UA L FINS . FCP /K F & T Il ¥ 6 7 1F % 41 (P<
0.05) ; @R FE | M7 UA L FINS . FCP /K - & T2DM IfiL 7% i A8 24 vk 45 i 5 22 52 i PR 28 (P<0.05) 5 I i
UA \FINS ,FCP /K5 Ifit Ji i AR 2 52 1A 96 (P<0.05 ) s @FRULAE 6 28 4 1fL3% UA (FINS ,CP /K- T o i
M 22 (P<0.05) ; @IfLIE UA (FINS \FCP 7K F- 5 L4595 428 52 TEAH OC (P<0.05) . 8518 IfiLVE UA.,
FINS \FCP /K- J2& T2DM £8 # Il 35 5 28 2 28 f 16 R 22, 5 IV A8 2 oA 28 At A5 28 St IE ARG, BhAs
WEDN B3 iR AR K, BRI PRPPAS 05 42 R 2246

[EER]  MRER; BRSTIRE; 2 AU ; MR A2 SOmAS AL 5 ik Zh e

Correlation between serum uric acid, islet function and hemorheology in

patients with type 2 diabetes

DU Jinhong'*, WANG Zhongzheng®, GUO Yana'

(1. Clinical laboratory, zhengzhou 7th people’s hospital, Zhengzhou, Hennan, China, 45000; 2. Clinical
laboratory , zhengzhou first people’s hospital, Zhengzhou, Hennan, China, 45000)

[ABSTRACT] Objective To investigate the relationship between serum uric acid (UA) , islet function
and hemorheology in patients with type 2 diabetes mellitus (T2DM). Methods 176 T2DM patients admitted
to our hospital from January 2018 to December 2018 were selected as research objects, according to
hemorheology, they were divided into normal blood viscosity group (72 cases) and blood viscosity increased
group (104 cases). The levels of serum UA and islet function [fasting insulin (FINS) and fasting C-peptide
(FCP) ] were detected and compared. Logistic regression analysis was used to investigate the influencing factors
of hemorheology in patients with T2DM. Pearson correlation analysis was performed on the correlation between
serum UA, FINS, CP and hemorheology. The microvascular lesions were divided into those with
microangiopathy and those without microangiopathy. The serum levels of UA, FINS and FCP were compared
between the two groups. The correlation between serum UA, FINS and FCP levels and microangiopathy was

analyzed by Pearson correlation. Results (DSerum UA, FINS and FCP levels in the blood viscosity increased
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group were higher than those in the normal blood viscosity group (P<0.05). @ Course of disease, serum UA,

FINS and FCP levels are important influencing factors of T2DM hemorheological changes (P<0.05). 3 Serum
UA, FINS, FCP levels were positively correlated with hemorheology (P<0.05). @ Serum UA, FINS, CP

levels were higher in microvascular lesions than those without microvascular disease (P<0.05). &) Serum UA,

FINS and FCP levels were positively correlated with microangiopathy (P<0.05). Conclusion Serum levels

of UA, FINS and FCP are risk factors for hemorheological changes in patients with T2DM. They are positively

correlated with changes in hemorheology and microvascular diseases. Dynamic monitoring of the above serum

indicators can provide scientific guidance for clinical assessment of prognosis.

[KEY WORDS] Serum uric acid; Islet function; Type 2 diabetes mellitus; Hemorheology;

Microangiopathy ; Blood viscosity

2 #UBE PR 9% (Type 2 diabetes mellitus, T2DM )
F2 BR8P R KO AT T TR AT
A oR, BT 2R A BRI B E 1.8 42, i
T 2030 4K 5 >1 4520 AHSCHT SR B, Bl
PRI KB 7 38 A7 A I IR I A8 2 B A, AT 4G 1= I
FHIE B 1M 40t SR AR M, 5] AW PR T i 4 A
AR IMEBERBOCA . S AR L
Wi B R IIBE AL — T2 B b AT 52 e i I 2R 4 1
48 PN B 200 B T 2 UL L B /N K 2 B 4 i %of
A 750 W T 10 B, 38 i 4 AR oA It R KR DATTTZS i 4
o 9 B el A AR A I A e AR R AR R R ]
5, 2435 A, W12 T2DM AR 35 75 2 il A | i &
10 A B A 5t st (4[] s, 07 978145 1l R R (Urric acid
UA) 7K B8 09 I AR 2, 3F — 20 i) sk 228 2 9
MRS BT, AW DL UA S S &R
(Fasting plasma insulin, FINS) . %5 i C Jik (Fasting
C-peptide, FCP) 1E iy WL 8¢ 48 5 , il L M H
T2DM B W it A8 F ARG | 5 7 A i PR 15 B
I A A8 AR SR T SRR . BRI .

1 FRFAE

1.1 — R

YEHL 2018 4F 1 A & 2018 4F 12 A 7EA B I0A
[ 176 5] T2DM B EAE M5 xF 4 , Hod Ui
A5 8491 JCA A RAS 02 B, AR IR AR 2450 N
I Y 86 3 OE R Al (72 461)) | IV A R T i 4 (104
Bil) o 2 LLAFIE PR AT A B i 2T B
(HbAlc) JEFBIAFEEAGOR LER , 22 F oS TTHEE X
(P>0.05) (HHEA T e, PIdUmRe S IR M
JIF [ B (HDL-C) AKX %% B2 fig 85 1 IH [ i (LDL-C) .
SVHEEE(TC) 4 AR EE 200 416 FE 30 4105,
B 5 AR 1 MK EEEE 200 L, 2 7 HA ST

FRL(P<0.05), W 1. I B LR RBE %
FEHERER, HREEBEFRRZE 2
i1} 8

Rl 2HEMEBEE (x+s)

Table 1 Comparison of general data of 2 groups (x+s)

MIRRGEE IR

— ek FrEnd EwH i P
(n=104) (n=72)

PR (B 1) 76/28 53/19  0.006 0.937

A (%) 59.74+4.05 60.18+3.72 0.732 0.465

KBRS (kg/m?) 23.05+1.47 22.97+1.53 0.349 0.727

JEEFE (em) 93.65+13.49 92.23+17.73 0.814 0.417
T2DMJEFE(AE)  9.84+2.01  6.47+1.05 13.040 <0.001
A IMZEREE 200(mals)  4.66+0.65  3.87+0.62 8.078 <0.001
4 1A 30(mals)  6.10£0.83  4.91+0.77  9.630 <0.001
AMAEE 5(mals)  9.04+0.72  7.84+0.69 11.057 <0.001
AR 1(ma/s)  17.98+1.76  15.06+1.22 12.191 <0.001
SRR 200(mals)  1.72+0.35  1.31x0.28 8.273 <0.001
HDL-C(mmol/L)  1.63+0.28 1.05£0.31 12.929 <0.001
LDL-C(mmol/L)  3.72+0.59  1.1120.47 31.281 <0.001

TC(mmol/L) 6.21+1.20  4.79+1.35 17.032 <0.001

HbAlc(%) 0.84+2.25 7.48+2.19 1.055 0.293

1.2 BEHURIE

Y ARRE : D454 (2017 VA/DoD Iifi PR 52 %
T8 - 2 OBE PR A0 45 B ) 1 Hh T2DM 12 Wi bk 1
@23 1l B (FPG) =7.0 mmol/L 5{ 48 J5 2 h Ifil 4
(2hFPG)=11.1 mmol/L; @Ilfi & % Bl 58 8 & ; @4
1ML %6 & 200>4.32 ma/s | 4= ML % 30>5.45 ma/s , 4>
ML 26 5>8.53 | 4> ML & 1>17.91 ma/s . IfiL 3¢ 3 %
200>1.70 ma/s 7 2 TG Kz D1 A7 A8 D)) 5 Sy afi v
BT OB E MR EMEIEERES . HEb
P s D1 B RS & 5 QI B 45 55 BT 25 45 3 1
I A8 @I H>160/100 mmHg # ; @Y  FhMi |
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B BR 2 S5 LIRS 3 s OB IFWE R R E R T 3
R B R A B A PR St I R AE A @™ L
0 10055 9 s ORE A A H R R | P g e B 22 45
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Table 2 Comparison of serum UA, fins and FCP levels in

2 groups (x=s)

EE | n UA(umol/L) FINS (mU/L) FCP( wg/L)

LG FE T 41 104.364.40475.12 14.86£2.07  1.8420.42

MR ZE LR 4 72 302.36+61.59 11.82+1.49 1.37+0.35
1 5.788 10.687 7.802
P <0.001 <0.001 <0.001

2.2 T2DM LI i A8 27 U8 (520 R 2
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%3 T2DM MR EFHER M E R
Table 3 Influencing factors of hemorheology changes
in T2DM

sty BAH SE{H Wald/y* {8 P ORMH 95%CI1{H

JHFE  0.740 0442 2.873  0.012 2.115 1.421~3.149
1fL7% UA 0.787 0.396  3.947  0.025 2.196 1.175~4.105
FINS 0.560 0.304 3.399 0.031 1.751 1.064~2.883
FCP 0.784 0.411 3.637 0.028 2.190 1.278~3.752

2.3 [fili UA FINS .FCP /K V-5 I i i A8 2 hH et
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Figure 1 Correlation analysis of serum and hemorheology
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Table 4 Comparison of serum UA, fins and FCP levels

with microvascular diseases (X +s)

2051 n UA FINS(mU/L) FCP(ug/L)

MMM 84 381.75#85.09 15.32+2.55  2.11+0.56
TR 02 300.01£79.73  12.06+1.87  1.23+0.48

i 6.579 9.729 11.220
PAE <0.001 <0.001 <0.001
3.0
2.5
A 20
Q
59
1.5
1.0
R*Zk%=0.333 < R*1:=0.234
1 C 0 1
L4 LAk s

E : A LT UA KT STU0E AR OCHE 3 B W IILH FINS 7K 75 SOl 38 28 AH JCE 5 C S FCP /K- SR o A8 AH DG
B2 IniESHEumEREEX S E

Figure 2 Correlation analysis of serum and microangiopathy
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Correlation analysis of IL -33/ST2 ratio with blood gas index and degree of

oxidative stress response in patients with severe COPD

YIN Jing, CHEN Wentao, YU Yigang*
(909th Hospital of the Joint Service of the People’s Liberation Army , Zhangzhou, Fujian, China, 363000)

[ABSTRACT] Objective To investigate the correlation between IL - 33/ST2 ratio and blood gas
indexes the degree of oxidative stress in patients with severe COPD. Methods 90 cases of severe COPD
patients in our hospital during May 2017 to May 2019 were chosen as severe COPD group, 100 cases of
healthy volunteers who underwent physical examination in our hospital were recuited as normal control group.
Serum IL-33/ST2 ratio of two groups was compared, they were divided into high IL-33/ST2 ratio group, low
IL-33/ST2 ratio group based on the median of IL-33/ST2 ratio in severe COPD group. The differences of
arterial blood gas indicators [ Partial pressure of oxygen (PaQ,) , partial pressure of carbon dioxide (PaCO,),
PH] , serum oxidative stress indicators [ Superoxide dismutase (SOD) , catalase (CAT) , reactive oxygen
species (ROS ) , malondialdehyde (MDA ) ]in each group were compared. To evaluate the correlation between
serum IL-33/ST2 ratio and blood gas indicators and the degree of oxidative stress response in severe COPD
patients. Results  Serum levels of IL-33 and ST2 in severe COPD group were higher than those in normal
control group, IL-33/ST2 ratio was lower than that in normal control group (P<0.05). The levels of PaO., PH

A B  ENE HAHE XA B (BLB18J006)
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and SOD and CAT in serum of patients with severe COPD were all lower than those in the normal control

group, and with the decrease of IL-33 /ST2 ratio, the levels of PaO. and PH continuted to decrease. The levels

of PaCO,, ROS and MDA in patients with severe COPD were higher than those in the normal control group,
and as the IL-33 /ST2 ratio decreased, the levels of PaCO,, ROS and MDA continued to increase, the
difference was statistically significant (P<0.01). Conclusion IL-33 and ST2 are highly expressed in patients

with severe COPD and participate in the pathogenesis of COPD, and can reflect the disease condition to a

certain extent. However, the ratio is abnormally reduced, and the specific ratio is directly related to the level of

disease - related indicators, which may be one of the effective indicators to reflect the disease severity and

outcome.

[KEY WORDS] Severe COPD; IL-33/ST2 ratio; Blood gas index ; Oxidative stress
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2 HR

2.1 Wiz IL-33/ST2 [ fE

HEE COPD 4 i 3 IfiL i TL-33 . ST2 1Y /K - =
FIEH % IE4H , IL-33/ST2 HUAEAR T 1E % X IR 4, 2
SEA SRR L (P<0.05) W3R 1,

R1 WATRIRAEIIL-33/ST2 LLELLE (vxs)
Table 1 ~Comparison of IL-33/ST2 ratios between the 2

groups of subjects (x%s)

1L-33 ST2 1L-33/ST2
(pg/mL)  (pg/mL) FEAE

HAE COPD 4l 90 328.45+59.77 4.61+0.73  71.25%9.64
EHXTIBA 100 145.39+17.22 0.94+0.11 154.67+21.88
t1H 29.313 49.666 33.366
P{H 0.000 0.000 0.000

2.2 kI TIHER

1 IL-33/ST2 FL{E 4] AR IL-33/ST2 H{H R H 1Y
PaO. . PH 7K V-8 F 1E # % HR 4, PaCO, 7K -1 T
TE % HR2H 5 % TL-33/ST2 HU A 4 3% PaO, . PH 7K -

P — 2K T 5 IL-33/ST2 L 4H , PaCO, /K - 1E —
o T IL-33/ST2 Wil 4 , 2 S ¥ E Gt 5 X
(P<0.05), WFE2,

x2 3EMRMKBIZEKMSIEIRAKFILE (vxs)
Table 2 Comparison of arterial blood gas index levels of

subjects in 3 group (x+s)

PaO., PaCO,
ZH 51
AL . (mmHg) (mmHg) PH

fIRIL-33/ST2 HUAHAL 45 45.37+6.02 62.34+7.22 7.10+0.23
=5 IL-33/ST2 HAHAL 45 53.21+5.88 54.21+6.09 7.26+0.21

NG oopiiEE 100 99.02+0.71 39.77+4.12 7.39+0.09
F14 3501 295.3 49.15
PH <0.01 <0.01 <0.01

2.3 AALR AR R

i IL-33/ST2 HLfE 4 K IL-33/ST2 HL B G 1
i H' SOD . CAT 1 7K ~F- Ik T 1E & % FR 41 , ROS |
MDA [ 7K i T 1E 5 % B4 ; 2 A il 2a
X (P<0.05), WLF%3.

x3 3EMRMKHAUMHIEIRAKFILE (xxs)

Table 3 Comparison of the levels of oxidative stress indicators of subjects in 3 group (x +s)

45 n SOD(U/mL) CAT(pmol/L) ROS (pg/mL) MDA (nmol/mL )
i IL-33/ST2 LL{f2H 45 132.87+16.31 5.2620.62 41.27+6.04 5.66+0.71
7 TL-33/ST2 He {20 45 218.46242.20 10.20+1.71 30.16%5.49 3.79+0.53
EH X B 100 452.19+69.34 22.7624.30 13.72+1.88 2.18+0.42
F1H 625.5 532.3 732.1 693.1
PiH <0.01 <0.01 <0.01 <0.01

2.4 HHE COPD M4 1ML IL-33/ST2 (B 5 3l Ik
M FEFR PaO, PH Ay 7KFAR I 2 H

HAE COPD (7 i3 TL-33/ST2 HL{E 5 sh ki
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[X$EIR] WA TUE; miR-26b-3p; TRA2B

MiR-26b-3p targeted regulationof TRA2B expression inhibits proliferation and

metastasis of glioma cells
SUI Rui, ZHANG Ye, YAO Bing, SUN Peixin, PIAO Haozhe*
(Department of Neurosurgery , Liaoning Cancer Hospital, Shenyang, Liaoning, China, 110042)

[ABSTRACT] Objective To investigate the expression of miR-26b-3p in glioma cells and its effect on
the proliferation and metastasis of glioma cells. Methods Quantitative real - time polymerase chain reaction
(gRT-PCR) was used to detect the expression of miR-26b-3p and TRA2B in glioma and precancerous tissues.

By transfection of miR - 26b - 3p mimic into glioma cell lines or using inhibitors inhibit the expression of
endogenous miR-26b-3p, the expression of TRA2B protein was determined. The CCK-8 method was used to
detect the proliferation of glioma cells in each group. The wound healing assay was used to measure the cancer
cell migration. Results The expression level of miR -26b-3p was significantly up - regulated, and that of
TRA2B was significantly decreased (P<0.05) in glioma tissues compared with adjacent tissues. Pearson
correlation score showed that the expression level of TRA2B was negatively correlated with the expression of
miR-26b-3p in 32 cases of glioma (r=—0.510; P<0.05). The results of SHG-44 cell transfection experiments in
vitro found that when the expression of miR - 26b - 3p was reduced, the expression level of TRA2B was
significantly increased, and the proliferation and metastasis of cells were inhibited. Incontrast, When up -

regulating the expression of endogenous miR - 26b - 3p in cells, the expression level of TRA2B decreased
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significantly, and the cell proliferation activity and metastasis ability increased significantly (P<0.05).

Conclusion miR-26b-3p is highly expressed in gliomas, which may target the regulation of TRA2B expression

and inhibit the proliferation and metastasis of glioma cells. MiR-26b-3p plays an important physiological role in

the development of gliomas.
[KEY WORDS] Glioma; MiR-26b-3p; TRA2B
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Figure 1 Comparison of HE staining results of brain tissue
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Figure 2 Correlation Analysis of the expression of
miR-26b-3p and TRA2B in glioma tissues
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B i I AR R R A 1) %5 S B B0 R B AR

Ak HEET

=

(8 ZE] BE XM B ERERE TR EEMAG LT M. Fk WS
BEE SRR 5 585 R F VITEK-2 Compact 4> [ 8l A= 9 45 5 A WLl B B0 e A 88 - %A TR [ o 34
(MALDI-TOF-MS) . 16S rDNA W /7 3 Fift 75 i X B M i A7 56 7 I B0 L 45 S E 8 7 5 5T 16S tDNA 1Y
G A3 BT R R S8 & B B AR AL 5 X I S P ARG . S5 R SR 16S rDNA J7 4 [R5 4 o3 Hr 245 45 A 2
RGRE W HT , %58 TR AR (BRAS 45 : U1901 ) 55 58 AR B8 AR 1 /25 A7 F NBRC 3848 JE Ji— A4~ 43 3¢, [
PR RN {5 B 1935 99.99% , [ I B63E T MALDI-TOF-MS (1) % 52 45 5 1t VITEK-2 Compact 4 [ 31 {# 4k 4 %
SEASCHER B2 o ARG HE i 26 P EE AR R AR A (B I IR 7 ) . 458 16S tDNA JFHIIEMHE T S R L H
PR AHZE A | WA 4 T ) e T 17 R AL EEARLTAT (B 3 I %6 %Y ) . MALDI-TOF-MS 79 J5 i AE #p Al
N5 v LA DO A SO0 A, T I RYA YT B A PR 12 Wk 4l

[REEIA] FEMEEMIGE ; BVAIL; 16S IDNA; REKH W

Identification and phylogenetic tree construction of beta hemolytic Morganella
morganii
JIA Qinmei, MAN Baohua*

(Department of Clinical Laboratory, The third People’s Hospital of Yunnnan Province, KunMing, Yunnan,
China, 650011)

[ABSTRACT] Objective To identify beta hemolytic Morganella morganii and perform the
phylogenetic analysis. Methods The bacterial strain was cultured and isolated by conventional methods. Three
methods, VITEK-2 Compact automatic microbial identification instrument, Matrix-assisted Laser Desorption /
Tonozation - time of Flight Mass Spectrometry (MALDI-TOF-MS) and 16StDNA sequencing, were used to
identify the strain and validatethe the result. Based on homology analysis of 16S rDNA, a phylogenetic tree was
constructed; and hemolytic genes were detected. Results Using 16stDNA sequence homology analysis
combined with phylogenetic tree construction, the identification strain (Sample No.: U1901) formed a separate
branch with Morganella morganii subsp.morganii NBRC 3848, the homology and credibility were 99.99%. The
identification result of MALDI - TOF - MS was more accurate and timely than that of VITEK - 2 Compact
automatic microbial identification instrument. A new phenotype of Morganella morganii (beta hemolytic
phenotype) was detected. Conclusion The combination of 16S rDNA sequence homology analysis and
phylogenetic tree construction accurately identified a new phenotype of Morganella morganii (beta hemolytic
phenotype) MALDI-TOF-MS has the advantages of rapid and accurate in the detection and identification of
pathogenic microorganisms, which can provide a rapid diagnostic basis for clinical treatment.

[KEY WORDS] Morganella morganii; Beta hemolysis; 16S rDNA ; Phylogenetic tree
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JEE AR BE MR 1§ (Morganella morganii, M. morga-
nii ) 42 W T 1 Bl BE AR )& (Morganella) 1) ME — 1
v, w2 LR T NS i iE , o N 18 T 5
MR EZR A Z—, ) Z 0 m T A SRR I B B 36
b B A BUR T o T | W IR G
A 1RGSR A B g /D UL {HE LA [ R A
W9 SCHR A 8 5 | B I Ll 8 OG0
FL AR FNHR Y IBEAR S5 E AR AR T 19 A W 2
SRR PR A, WHE FREORN 768 77 BOis A il Bt
g LB AR 294 50% 0 R AR LIS AR o«
VI o AR ORI — bR M B R v 4y B 8 3R I
HETE A BV ML EEAR FEAR T , DL ST 16S rDNA
ARG T WA, T = 5 78 B2 55 N 5L B
VRS 1L V2R AR PR AR T A TA R, B I A Ak Ay SR e o 12
iHe MHGET

1 HESH®

1.1 FHRTE

o35 ) R AR EE AR TR (B A 45 : U1901) IR T
A S =N R EE BE EAE B2 % Bl (Intensive Care
Unit, ICU ) 52 8 # h B R 5 5% . i B vk K 1%
7 T (ATCC 25922 ) il EE AR B AR 7 (ATCC 25830)
By A R ARG R R I O o
1.2 WA 5]

VITEK-2 Compact 4= [ 3 i 4= # % 52 A & B
15 %5 % K . VITEK MS-DS # 4z 1 VITEK MS -
CHCA & iyl ¥4 [ 6 [ g LIRS A 5 COL 35 FR 48
4 F% I8 Thermo A w7 it ; HE W3 IR A #F VDRTEX-5
Wy [ T 1] AR DL IR ASC 288 1l 3 A R 23 ) 5 4 7 3 K]
41 DNA P 4 a0 & A A TAY TRk
V) A A7 PR~ 7] PCR 9 #4401 1 32 [&l PE /A )
FL YK [ 9% [ Tanon /A Wl 5 584 MEEIE LS A
M HAEYEARA A,

1.3 RIS 5 IR FE SR A 57

TC TR VR R AR K h B AR FEAS , B2 T 1l
BERE A RN 22 FEDILI - GRS 22 B A A BR 2
FE ) L B 5% COL IR AR 35C~37CHER 18~24 h;
[FIRE A 35 S5 IR 5S4 TR R E AL AR5 9% 10 Ik, g%
ISR
1.4 WHRIVEE
1.4.1 VITEK-2 Compact 4 [ 3 f# £E Hy % & {Y
YE

P B S TR T S K AR A W

B P E (0.5~0.63) Z AL K ELE R
GN % 5E 4 AR, 155 7 31) %8 0 A rp F
THEH BB BT R N R S
Y AT = R K &R 48 (Advanced Expert Sys-
tem, AES ) B0 HiE P2 2E 47 Ho XF 40 M, B A5 H 0
g
1.4.2  HLH G B B0 AT 8- AT B R B %X
(Matrix - assisted Laser Desorption /Ionozation - time
of Flight Mass Spectrometry , MALDI-TOF-MS ) % 5

VA3 25 5 37 5 1 40 A 9% 250 50 U A A B i AY
A Y 96 FLARAR b5 TS 7R TR AR A T A AL o
AL L T 5 FF H R S TR B i A A AT A
W, 5 Jo 8 T 45 1) Jo it g BT 5 4 e vl e [T A
W I e A5
1.5 16S rDNA I J3 K [R] J5 14 53 B

T4 50 SR FH 40 T JE TR 41 DNA e s il 324570 &
(A TAEY) TR C R ) Befy A BRA | 42 BB #k
DNA #5524 , #4F 7™ 4% 4 BEORR) & 130 01 45 4
PCR ¥ 34519354 . F: 5'-AGAGTTTGATCCT-
GGCTCAG-3';R: 5'-CTACGGCTACCTTGTTAC-
GA-3' ,PCR WA Z (50 pL) 4 F :40.2 uL ddH.0,
2 wL HE[H 4 DNA (15 ng/wL)/E HHEHR 0.5 pL 1Y
dNTP (10 mM) , 5 pL B 10 x TaqPCR 2% 1 i
(Mg®*) , £ 2551 % (10 pmol/pL) 1 uL, 0.3 pL
rTaqg DNA %4 i (5 U/pL) . PCR ¥ # 4
K+ 95C i A% M 5 min; 95CTAE 1 30 s, 55TIE &
30 s, 72CHEAH 50 s 35 ™ 1F FF 5 72°C #b 4E {1 10
min. Y37 Y) T 1% 1) 3508 W 5E RS K, [R) A
WEE 455 /N, I BRBCRH 1 7= 4 Tl S % A T
A TR ) By A BR S /T o A B
I 14 45 52 M\ NCBI % 15 “blast” GenBank %% 3 JFE 46
W5 T I B Bk 16S rDNA FF 51 [R) 8 4 %5 & 1
F11, F W 16S rDNA J K 35 5 45 3L, [A] i) 55 3iF
VITEK-2 Compact il MALDI-TOF-MS % 7 4%
f) 1E B
1.6 RHELE I

i I Blast K 35 PR 750300 75 21 (19 16S rDNA J51)
5 NCBI 1y 16S i 4fs i 17 L X, & & 2 8
identify>95, #R J5 ¥E HU identify #% & M9 BT 30 5%
16S rDNA J7 51 (A & ) 4 ) , If F] H Muscle
(Multiple Protein Sequence Alignment ) #X {4 it 17 ¥
5 % & AR, SR F FastTree B & RAR IO R 50
KB,
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1.7 % Ii.ZE (Hemolysin ) 3[R 46
KN 3L K 24 DNA P k3800 & (8 T
A TR (1) et A7 FRA 1) #2 B DNA 1E
B, HR 4 SCHk ' 23 A A PCR 519, 45 HIyA |
HIyB .HIyC .HIyD 5|97 5 51 ¥ ¥ 5 WL 5% 1, PCR
FVARZ (10 pL) W F 2 3.2 wL ddH,0, 1 pL %A
24 DNA (30 ng/pL)AE AR ;0.5 pL /Y ANTP (10

mM) , 4 pL 1) 10xTaqPCR 2% Wi (Mg*") , £ 455
(10 pmol/pL) 1 pL, 0.3 pL rTaq DNA % & W
(5 U/pL) . PCR Y3 4512 : 94C T ZZ P 3 min;
94°C7E ¥ 1 min ., 60CiE kK 1 min . 72CHE i 40 s,
FLEAT 40 MEFR . PCR F=H 25 1% B Bt B A R e
HLK, BAPE =936 A8 T A TR (i) e (A BR
S ERIY .

®1 HHAIDEEERASIMFT

Table 1 Primer sequence of hemolysin gene

HAy E¥E51#9(5'-3") MG 1(5'-3")
HIyA ATGGTGAATCAAAATTGGGG GTTGTTTGGATGCTTTT
HiyB GCCAAAGCCGAATCTAAG CGAGTACAGGTGTTTGGT
HIyC CTCTTGCCAATCCGTTATTA GCTTTAACATGATTAGTTTT
HlyD GAGTTGTTTAATTTTAAG TTTTAGTGAATTTGT

A

2 H#R

2.1 JrEEFREL

B R EeE - el UK 2R NG LN
NN WS RiaN: RS- < S W b 7 S |
RV JEL B B I LA 5 7 25 10 YA AR, B ¥ 1L R
GREATAE, W 1,

A B
TE: A HJEURTRBR s B 3 10 AR Bk
B 1 G AR BFE
Figure 1 The phenotypic characteristics of bacteria on the

blood plate

2.2 VITEK-2 Compact il MALDI-TOF-MS % &
gk

VITEK-2 Compact %8 7€ 45 F : 47 5 LI AT,
A5 99% , WK 2.,

MALDI-TOF-MS % 5& 45 % . BEARFEAR 1, ] {5
J99.9% , WK 3,
2.3 16S rDNA {745

W TR R I I K45 1 7 51 F GenBank 04 %2
HgE AT B X, 45 R G R SRR AR EE AR TR JEE AR I
NBRC 3848 [a] P % 5 , i85 99.99%

T A hy Jo 3 T R PR AR AR T A A S 2 GN 2R IR s B Oy 47 578

JEFT IR A A6 SN GN 25 5L 14

B2 BREEHRERERERITFREMATENGNEEE
Figure 2 The GN identification results of quality control

strain M. morganii and Proteus mirabilis
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Figure 3 The mass spectrogram of M. morganii

2.4 16S rDNA I JF B E X b
VITEK-2 Compact %8 2 45 F (&7 5+ B AF1H )
F1 MALDI-TOF-MS % & 25 5 (BE ML EEAR T ) AN —
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0, 16SIDNA M J> 5 1 56 UE 25 5 Ay JEE AR B8 Al 1R JBE

HL IV F NBRC 3848,

2.5 JLT16S iDNA [[REME T M R 5k B W
fifi 1 Blast ¥ B R (45 4 g 5 : U1901) 1Y

16SrDNA J¥ 41| 5 NCBI 11 16S %54 17 1 17 b Xt )5
KIMIEIZ R G LB W LRI, U1901 55 FEE AR JEE AR B
JEE AR F NBRC 3848 JE B — A4~ 43 32, S0 3iE ] 15 &
i599.99%, UL 4.

B4 ETFI6SIDNAMRSZLER
Figure 4 The phylogenetic tree based on 16S rDNA

2.6 ¥ % (Hemolysin , Hly ) 3k PR G I 25 5

i 5 X HiyA |\ HIyB . HlyC . HlyD J: R () 5 1 |
HIyB J B LR B . 0 25 3% W R i iy
1 HiyB 5 4% 5 18 8 /1 [+ (Virulence Factors of
Pathogenic Bacteria, VFDB) %4} £ ' HIyB 45 99%
[ P o

3 it

T JLAF , B A 2 358 A0 BT H AR IR 1 3%
W A R AR R R T 1 SR B A7 A Y 3 AE A
BEINT S i ICU R B A B B0 AT R A5
F14 8 AR JEE AR BT R AE AR 22 B AE T I ) R A7 36 3
BH, FCRE T MR 24 R o 1R A ML B0 P Al L
B LAY B B L FE , B S A 2% 1R (HiyB)
SN ARG EEAR BE AR A LL A TR A B

VA5 1030 G2 AR 2 JEE R IR AR A 5 rh i v 1) — A~
TR, B4 L, AT RE R T 1% R 1Y A B AR EE AR TR
oB A D T A g e LA TR, S A ) 2] ot 2R AR
AH G B [ AP SCHR I o AR S5 b BE AR R AR T
HIyB HE X 345 W] BE A2 TR A5 R g i) 240 7 (4
Kip¥%A# 0157 HT) M &4 G i 5 Al A E T
KALIEMI R o W IR W77 A, B0 T 40 18 1Y 2
Wtk o

VITEK-2 Compact % 5 25 B SR 5, K62 HERR
TALER A ELE A B RE AR 45 TC A T [R)
B AR T T AR TS Y . Rl A
EZ W, Eea R 5\ R —58. R 62
VITEK-2 Compact 1 #§ B 5 7776 Jy B4 (U - AES
P AR T ) , ] B2 i T R BRI AR B A 4
JR A T — i 25, e 434 R ) 8 5 4 T A o
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PR S B FF DA R 4 T, 5 ok AT BCR Al 3T TE J 4
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JERRAL A L 5 R N R AR A R R R, X 3
AR AR R A — AR 2 S BRI
Y gl IR X AT fiE k& VITEK-2 Compact % 5¢ 45
FRHERS W R e o (H 02, B TR 2 SCERE A
B ™ VITEK-2 Compact ¥ 1% 4t 25 ML Y JB8 # B2 AR
DA G5 R R AL AR At . AESR
H MALDI-TOF-MS J7 7% B ¥ IfiL [ 8 AR BE AR 15 fig
PR R 58 S E o H S B A& MALDI-TOF-
MS $ AR R 52 50 A1 8 38 0 B 1 i Tl e T AR
b 2 17 5 SR 1) it 22 T T 18 s o7 B [, SR AR T A%
35 1) A A A RN S8 8 T R AN R 2 Ak . A SRR
B, 5 4 A Bl W 5 e AN A AR O AH
[t , MALDI-TOF-MS £ £3% A i R — g 24 14 1k
AR I A E R OF HODLH P | R LR
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TOF-MS 7E A Wy il ity o 1
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05 1 45 i b v, HBE o AR R R 0 T A E B R
EEW MK, A CH, 16S tDNA £ 51 JF 45
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TP
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s IE IncRNA DILC X o Jei dn i s A0 2= 0 5= 4 Y

2l

A EHE ETEL EH

[ ZE] B& HIFaE K a4 5 RNA (IncRNA ) A 12 J5t 98 40 i 1A 41 A= ) 27 45 1k 1) 5% )
FiiE TR AN R LN382 \ USTMG 434l 43 4H A NC 2 MR 41 , Hi v NC 41 LA negative siRNA 5%,
B K41 L) DILC siRNA % 55 9L M55 Y 5 48 h, PCR A5 IL-6 . JAK2 . STAT3 3% ik /K F- , ELISA 2%
A6 00 25 0 A0 B 375 Y TL-6 7K, Western Blot 35K p-JAK2/JAK2 F p-STAT3/STAT3 & 11 i % ik /K
o 4NHEL YL IR 48 h, Transwell /N2 12 78 52 06 UL 5% 20 0 A4 42 22 6k 1, Rl JR 592 56 00 5 40 i 1) 5 % i Tk
Bl BR UM% YL 48 h, 5 LN382 . USTMG & [ I8 41 i i) NC 21 L 55, AR Nz i A% 2 /) 25 R 4 i
B n , 40 M T A% B B AR i (P<0.05) . 5 LN382 \ USTMG Ji J5 J8 £ Jfd 119 NC £ He A, AR I ik 21
1 IL-6 . JAK2 . STAT3 ) mRNA #H X} 2% ik &5 Fh & , 4l g L 3 & IL-6 7K °F 71 & , p-JAK2/JAK2 Fil
p-STAT3/STAT3 4K [ 5t 35 K F AR TH 5 (P<0.05) . %538 M IncRNA DILC Al 4 3 5 5 98 40 it Fr)
1225 | MO TL-6/TAK2/STAT3 {35530 6 ] A Jy FLAE FHBLE .

[RBiIR] MUK, IncRNA; KU 5 400 A~ #hetk

Effects of knocking down of IncRNA DILC on the biological characteristics of

glioma cells in vitro

LIU Quan'*, WANG Xinjun’, WANG Jianye’, WU Jing'

(1. Emergency department, the fifth affiliated hospital of zhengzhou university, zhengzhou, Henan, China
450052 ; 2. Department of surgery, the fifth affiliated hospital of zhengzhou university, zhengzhou, Henan,
China, 450052)

[ABSTRACT] Objective To investigate the effect of knocking down long-chain non coding RNA
(IncRNA) on the biological characteristics of glioma cells in vitro. Methods Glioma cell lines In382 and
U87TMG were both divided into two groups: NC group and knocking down group. The NC group was
transfected with negative siRNA, while the knocking down group was transfected with dilc siRNA. Before and
48 hours after transfection, the expression levels of IL-6, JAK2 and STAT3 were measured by RT-qPCR. The
IL-6 level in the cell culture supernatant was detected by ELISA. The protein levels of p-JAK2/JAK2 and p-
STAT3/STAT3 were detected by Western blot. 48 hours after transfection, the Transwell cell invasion
experiment was used to observe the cell invasion ability, and the scratch experiment was used to observe the
cell migration ability status. Results At 48 h after cell transfection, compared with the NC group of LN382

and US7MG glioma cells, the number of transmembrane cells in the corresponding knocking down group

AR B 2018 AT dy b B S AR S0A R R B (2018020253)
Ve 1L AN K AW E E R L5F, 7, #6M 450052

2. RN KFH AW ERZINA, T, # M 450052
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increased, and the cell migration distance also increased (P<0.05). Compared with the NC group of LN382
and U87TMG glioma cells, the relative expression levels of IL - 6, JAK2, and STAT3 mRNA in the
corresponding knocking down group increased, and the IL-6 level in the supernatant increased. p-JAK2 / JAK2

and p - STAT3/ STAT3 protein expression levels also increased accordingly (P<0.05). Conclusion

Knocking down IncRNA DILC can promote the invasion and metastasis of glioma cells. The mechanism of

action may relate to the activation of IL-6 / JAK2 / STATS3 signaling pathway.
[KEY WORDS] Knockdown; LncRNA ; Glioma; cell; Biological characteristics

G e J5 988 A i L R S ek g, 0T AR VTR
GRS INIRIT T AR A A S 2 &
FET- A & BB I SR TS IR AT S 5 AR
L i J5 PR A U e e e v e g 1 2
FRR IR R AR R TS B R,
PRI I, X i e I 98 1 2 7 o 5 A 0 2 e M 1) T 93
A BT H T RO WG s . K88 R 4R % RNA
(IncRNA ) 5 B &1 B K T 200 bp HIGHE 4 5 4 i
fiE 7119 RNA 4% , H B2 43 #F 5% UE 52 IncRNA 7 i J1
IR & R R B B T AR IR
U ik 1 BT 988 IncRNA |, 3 BT B A% IncRNA DILC %o fisé
JO R A0 AR S A W A R R R B A R T B R
HHNI2IR AL T RE B RN, 25 T

1 RS

1.1 bk

Ji2 5 968 440 Jifd Z LN382 . USTMG 1 H H BLB I
VB e B2 B 5 Be A W Ak 5 A IR AE W SR
FE A AL AN R : SW-CY-1F ALk TAE G (35
Hbi &) . CO.fH % 7744 (32 [E Forman Scien-
tific A F]) B AL (FE[E Eppendorf 23 ) | i i 5%
( H A Nikon 28 ) B0 DY IR A U 45
(LA A B2 7)) ARIE VKA (H A Sanyo
/vH]) PCR K4 H4{ (35 [E BIORAD A H]) HaLJk
AL 7S —AXER ) (B bR (36 [E BIORAD 2%
A AR 5 R 58 (55 E Image 2 A AH G
FN AT : Lipofectamine 2000 4% %47 (Invitrogen 23
] ) \RPMI-1640 5 7= 3 A0 i 4= M3 (3€ [ Gibeo 22
Al ) \RNA $#BUR 5 & (72 5 Qiagen /A ] ) ¥ 5 5%
7 & (52 [ Promega A wl) SEAT A2 B PCR 7] &
1 SYBR Premix EX Taq ( H A Takara 2y A ) |
ddH20 (LR FE VR A RAF) B E H i
( B VIoR AW BHECA BR2S A] ) (JAK | STATS |
p-JAK2.p-STAT3 BCA i3 & ( FHE L34 MRk
HIRAT) 228 (R YR A BRA

Al 2 g (JE s IR R B A R A F]) (IL-6.,
p-JAK2 .p-STAT3 PCR ¥ #5951 ( g4 T
FEAHE) LN TL-6 ELISA 3857 & (i VT34 k4
A FRZy ] ) \Lnc RNA DILC siRNA | negative siRNA
(B A ARA R AT
1.2 STk
1.2.1  JyeAmab

JE J5 0G40 it & LN382 . USTMG ¥ 1% 35 71 &
15% 16 4 1L 75 19 RPMI-1640 15 35 52 b | & 1F 5%
CO, . 37°C1H 5 K55 2 4 h K5 3%, W M0 o 47 4 1 1%
AR, I IO 52 A I 240 06 A 7 4 G S B T

2 J5 96 40 it 22 LN382 , USTMG 4351l 43 4H y NC
ZHFIRRATRZH o BUAS AH OB E A A0 A T 6 fL AR
w40 it B K E 70% fil A i 38 3 Lipofectamine
2000 F& YL #EA T 40 M g , Horb NC 4131 nega-
tive siRNA %% 4t | w{ filt 21 W] L) LncRNA DILC siR-
NA ##4t  LncRNA DILC siRNA £%1 4 5'-AAGUG-
GAAGCGCAACAGGAAA-3', Ifij ] 5 51 4T &L H If:
25y B AS T PR AT ] 56 H 3% 3K 19 7 91 (57 - GAU-
AAAGGAAGGCAAGGACAC - 3" ) Il 2}y negative
siRNA,,
1.2.2 PCR 1

YL RIS YL I 48 h, PCR K61 IL-6 . JAK2
STAT3 FRik/KF-, 20 M 78 0 S R LR RNA, B 2
ng A RNA W I i cDNA ., 45191751 (3%
1) PCREUWARZR : BUF510 1 ng P19 1 pe.
2XES Reaction Mix 10 pL.d T18 1 wL RIES Mix
1 wL, 47K 2= 20 pL, PCR JZ I 25 U0 F -
94°C 5 min, 94°C 30 5.64C 30 5.72C 45 s, 3£ 33 >
I 72CHEM 10 min, KRB 38 7= 9 17 B¢
EAREE I FL UK, BUR R, SR 272k ik AT
& BAREE R B mRNA A% 355 54047 .
1.2.3 ELISA 45

BEYLRIT AL LS 48 h, ELISA B A6 I 5.0 41 i
R TL-6 7K ISR 35, 1 600 r/min 5%
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x1 s5lMFTIR
Table 1 primer sequence table
S iR iElE
IL-6 5'-TACATCCTCGAGGGCATCTC-3' 5'-AGGACACTGTGCATTTGAGCCT-3'
JAK2 5'-CTGCCGAGGGATGTGAGTG-3' 5'-CAGAACATTTGCCGGCTACAC-3'
STAT3 5'-AGGAGCATCGTGAAGCTGAC-3' 5'-CGGCAGGTCAATGGTATTGC-3'
GAPDH 5'-AGGTCGGTGTGAACGGATTTG-3' 5'-GGGGTCGTTGATGGCAACA-3'

3 om P42 B0 5 min, 432 R R EVE R PEA
IL-6 ELISA iR 71 & LS b SCE SR8 S 7 IL-6 7K
SRR
1.2.4 Western Blot 4

B YL wip ME% UL J5 48 h, Western Blot 5 £ il
JAK2 | STAT3 .p-JAK2 K p-STAT3 & [ i £ ik /K
S, HCTRF R I AR AR 0 TR VR A T A M %, PR S
AL S B TS 5 pL, 38 5T BCA 346510 JAK2 |
STAT3 . p-JAK2 } p-STAT3 # e & , HAK 146
DA ™46 4 O & A B AL R ik A7 . @t
[] — ik 38 % KA 19 H(E e B B R R K
-, 1155 p-TAK2/TAK2 F1 p-STAT3/STATS3 .,
1.2.5 Transwell /NE(ZZEL K

MU FE YL 5 48 h, Transwell /N2 152 28 5256500
LML ZBRE T -
1.2.6 RPYRLE

MM %% Y4 J5 48 h, Transwell /)N = i 4 X JR 52
55 S A I A e A5 e IR B
1.3 GEitaorik

K SPSS 25.0 #AFH#EAT 4017 , i 2 PR 8
PIRF A IR0, L (R+s) Foom , A U BCR H ¢ 46
5, P<0.05 hZEFAGT2E L.

2 #R

2.1 4244 LN382.USTMG i T Jid 40 Jif 1= 28 A 7%
REJI Ebds

Y0 M55 YL IS 48 h, 5 LN382 , USTMG i Jii Jid 2
LR NC 2 LA, A I w2 1 2 A 240 A s o
YA M A B R B AR N, 22 A gt R L (p<
0.05), W2 K1 HK2,
2.2 4% 1N382.USTMG Jist JfiJd ZM Y IL-6 . JAK2
STAT3 ) mRNA FHX} ik i b A

5 LN382 \USTMG M ot J83 40 Jifd i) NC 4 Lh A,
HAH R SR A Y IL-6 . JAK2 . STATS3 1) mRNA AHX%f
Kk wmTItE, 25 A G123 L (P<0.05) . UL
%3,

F®2 HLALN382,USTMG BB 4 A (2 2 A e B e
PEER (v £s)
Table 2 Comparison of invasion and metastasis ability of

In382 and US7MG glioma cells in each groups (x+s)

LN382 U8TMG

gy Transwell MMLiTHS  Transwell AT
TR RN A A e o AN B 5 e

™) (mm) ™) (mm)

KA 216.45+14.32" 0.92+0.15" 231.44+19.75" 0.89+0.11°
NCZ 96.75+12.43 0.66+0.13 95.68+15.62 0.68+0.09

T 5 NC 4 [b4,*P<0.05,"P<0.05.

LN382 Jig J51 97 40 it USTMG Jie JE 32 41

gl

NC 4
1 A LN382 iR Bt 40 ; B 29 USTMG I 5 A0 .
Bl HHERLWER(HMEYE,x400)
Figure 1 Results of invasion experiment in each groups
(&g, x400)

2.3 LN382 ,U8TMG I 5 4 i £5 24H IL-6 . JAK2
STAT3 & 1 it g3k K- s

YA 3E W P IL-6 KT, p-JAK2/JAK2 FiI
p-STAT3/STAT3 4 [ 51 2 ik 7K ~F- 75 AH B T+ 5
EZRAGIHE X (P<0.05) . WLE 4,

3 it

I 2 SO R 2 N DL A R, kg DL AR
ZRGMIEBINZ — , R A R E BB 18 5
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NC 41
e A LN382 ST A s B o USTMG Mt S5 I8 4N i .
B2 BATHBIHER

Figure 2 Results of migration experiment in each groups

(I RYATT 7 R UFARUIBRIATT 0 3, AR5 #
PURALS T S5 BGYT (X R IR Y7 T R AR — 1
FEANBE A A | R A3 1 i Joa g £ 1 T R
AT R 220 ZBOEE R B B i 1= 8 5
Fefie )1, 48T 4141 i%u&ﬁk%%?ﬂnﬁ e
(18 PRI AR B, S T 52 M 7 205 R 10 PR oo 2

AR BT R U], 21 IncRNA E@#ﬁm?%%ﬁ
R 55 ik e S5 988 A A A e LA R e e R A L )R
bNRUUE RIS (1] 7 B i 3 NS SR 0 e L
LINCO00152 55 figi Iz Jiz J88 1= 28 % % A0 5, 11 410 1l
LINCO00152 &35 1T 34 21| 401 il i J52 o 984 200 it =2 28
B R . FBAS R4 N B 98 7R W Lnc RNA
TCONS_00008552 7 it JiTJ iy 7 ik v iy ik K

%3 HLHLN382.USTMG R RBEHHAE IL-6 JAK2 STAT3 B mRNA X RIZZLLE (v£5)
Table 3 Comparison of relative mRNA expression of IL-6, jak2 and STAT3 in In382 and US7MG glioma cells in each groups (x+s)

LN382 U87TMG
215
IL-6 JAK2 STAT3 IL-6 JAK2 STAT3
g li: | 0.568+0.144* 0.612+0.102° 0.455+0.087" 0.528+0.071° 0.587+0.088" 0.483+0.069"
NC 2 0.344+0.035 0.308+0.068 0.241+0.025 0.327+0.035 0.319+0.024 0.266+0.043

75 NC 4 H&:,P<0.05,"P<0.05,

F 4 LN382.USTMG B B 4 A8 & 4H IL-6 . JAK2 . STAT3 EERRIEKFLLE (v+5)
Table 4 Comparison of protein expression levels of IL-6, JAK2 and STAT3 in In382 and U87MG glioma cells in each groups

(x+s)

U87TMG

p-JAK2/JAK2 p-STAT3/STAT3

LN382
25 5
IL-6(ng/L) p-JAK2/JAK2  p-STAT3/STAT3 IL-6(ng/L)
R 85.6626.64 0.462+0.009* 0.626+0.112°
NC 4 27.51%5.75 0.263+0.016 0.215+0.035

82.168.13" 0.431£0.024° 0.651+0.082°

23.58+5.29 0.255+0.007 0.223+0.047

5 NC 41 H g, *P<0.05,°P<0.05,

SR, G SO R A B B B R
HAEG e iz 225 7 rh IR B e /E ] . IncRNA
DILC 7525 W g 25 U AH 5 IncRNA 22—, HiAE
JiF9eE v A 2 A B BE St R A el e T A e
U ARBIFSE IR O il B9 IncRNA DILC 7EZ T
@éﬂiﬂ@%%%%%#i%%%ﬁﬁﬂEWEH% o T
HATREAE AL, 7T A3 i IncRNA DILC K&l -5
IR i R LSRR T AR I i
Ml

A B 5% 45 B 32 78 IncRNA DILC 5 LN382.
USTMG it 596 4 Bl Ak S5 28 5 % 55 A 0 e 1k
AH I 17T G 3 5 0 ) AT e A O M e S R 1) 4R 28 e
%, M BE v FL R AT Be AT B T PR AR R e R T

Wi ARBFFEH, 45048 IL-6/JAK2/STATS 15 5
% 7T HE A IncRNA DILC 52 Wil il g 5 988 1= 28 54 1)
HEF I, R 2 IncRNA DILC ik 3k
A REAE i IL-6/JAK2/STAT3 {5538 & T AL , i i
LA P9 B A TR 2R3k I i o 41 4t R P 2R
P12 5k, 52 0 2T 1 o &4 (A0 440 1 R A 1k
TR S i i S 98 240 B A A E A
Zx |k, IncRNA DILC 5 i s S VI A6 , i
fi IncRNA DILC A #7% IL-6/JTAK2/STAT3 {5 5
%, A2 2 e O R A B ) 4R 28 5 7%, LI, X6 IncRNA
DILC ¢ HAH A % 38 % IL-6/JAK2/STAT3 5 5
1 4% F00RT BE Sk i g B RS A AT AR
(F#% 331 1)
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JFRAER S
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TEH 62 {51 42 i 399 37 1 PR FP DR R ) R AR 2 45 (A D 401 ) . 38 4913 I PR R T 284 (I R 44) A 50 ]
DRIR T BE IE 3 2230 O B4 ) BP0 52 o W% 3 20 FFOIR IR 2 i BB AR BHE A A% 0 , XoF b 4% 20 22t S iR
I RIEFIRILA RE RSN, &R WA 223 0 5 AR R IR R (TSH) K- B 8 & 1 X 1R 41, i
WP JC2H TSH /K- I B A X B 41 (P<0.05) o S S 22 104 IS 1A (FBG) V485 1 h 1A (1ThPBG) |
2hPBG E AL I AT 25 (1 ( HbAlc) SEAAC I8 An 247 B i i 1 X B2 (P<0.05) 5 177 S FF G 41 A BR 4 2 4
ZAEREHE bR R, 22 R 0S4 X (P>0.05) . Il TSH /K- 52211 FBG . 1hPBG .2hPBG & HbAlc &
B IEAISE(P<0.05) o 0 H SR AL A 02 7= 4 i 48 ) 2 0 1) 28 vy 1 X BR AL (P<0.05) 5 37 FH 4
FEIE AT AR PRI LA G LE 8 AR AR AR E L A L& B A R s X AL (P<0.05) o 451t Z2H )
FUIR BRI i 5 2 0 L DA DG, B IR I RE ST 4 SN AE YR I F & R LS R85 R e A= 2R,
SR T R T B 4 5 M Sy PR
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Effects of subclinical thyroid dysfunction in late pregnancy on glucose metabo-

lism and maternal prognosis in pregnant women

LU Chunmei'*, ZHAO Yungang®, YANG Xu', FAN Chunyan'

(1. Department of obstetrics , Qinhuangdao first hospital , Qinhuangdao , Hebei, China, 066000 ;
2. Qinhuangdao haigang hospital, Qinhuangdao, Hebei, China, 066000 )

[ABSTRACT] Objective To explore the effectof subclinical thyroid dysfunction in late pregnancy on
glucose metabolism and maternal prognosis in pregnant women. Methods 62 pregnant women with subclinical
hypothyroidism (subclinical hypothyroidism group) , 38 pregnant women with subclinical hyperthyroidism
(subclinical hyperthyroidism group) and 50 healthy pregnant women (control group) were enrolled in this
study. The thyroid function and metabolic indicators were observed in three groups. The pregnancy
complications and fetal adverse outcomes were compared in each group. Results The level of TSH in
subclinical hypothyroidism group were significantly higher than those in control group, while the level of TSH
in subclinical hyperthyroidism group were significantly lower than those in control group (P<0.05). The levels
of FBG, 1hPBG, 2hPBG and HbAlc in subclinical hypothyroidism group were significantly higher than the
control group (P<0.05). There were no significantly differences in glucose metabolism indexes between the
subclinical hyperthyroidism group and control group (P>0.05). Blood TSH was significantly positively
correlated with FBG, 1hPBG, 2hPBG and HbAlc in pregnant women (P<0.05). The occurrence rates of
placental abruption in subclinical hypothyroidism group and subclinical hyperthyroidism group were

significantly higher than that in control group (P<0.05) , and the occurrence rates of gestational diabetes
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mellitus, fetal distress and low-birth weight, neonatal asphyxia in subclinical hypothyroidism group were higher

than that in the control group (P<0.05). Conclusion Thyroid function in the third trimester is closely related

to the disorder of glucose metabolism in pregnant women. Abnormal thyroid function will increase the incidence

of pregnancy complications and fetal adverse outcomes. Among them, the effect of hypothyroidism on mothers

and infants is more serious.

[KEY WORDS] Third trimester of pregnancy; Thyroid function; Glycometabolism; Pregnancy

complication

FHOPR IR DI RE S A2 22 AN B UL PN 3 e
W, RAEFRAOR T AR IR , T2 T HUR R
s A s A ARV 38 B S IR Y A G 4 S
R AR D g S8 AU M A2 10 B AR, 18 23 %)

5L HUIR IR DR FAR 22Dk & - A, ™
ALY B FBERG > s Wl R H IR BRI e S48
1ML 8 e H OB B 38 % (Thyroid stimulating hormone,
TSH) 7KV ARE =, i g AR ER (free thyrox-
ine, FT) 7K -1 B BRI R R AR AN B
BRI AIE IR =3 AR T 2 . BRI IR
KT YR B 2 i AR AR T RE R 9 8 2, T G
T2 S e PR FFPR R T 8 7 T P 1 A 0o 8
AR ARBIFFE BT T 100 10 I PR FFCR IR D 6 S5
(2 S A 2 R 50 g R IR R BB, FR 221
S PR H 98 I PR T 5 A AL A Gl S 4T
PRFHERAER R, PO ZERARIBUTT .

1 ABSHE

11—k

YEHL 2016 4F 5 H & 2018 4F 5 H A B =Rl = 4
14 100 f51] 7 W6 39 S0 i A PP PR 2 BB S 6 282 1 S T
FERTGE, Forb T i R F AR B 2 R IR 2 62 151 (7.
W ), AR 23~33 %, P 1 (28.73£3.55) & 5 A )i
28~41 J& , - ¥ (35.22+2.54) Ji ; & 15 1 (Body
Mass Index, BMI)21~29 kg/m?, -4 (24.35+2.73 )
kg/m’o NI R HUIR AR D g TT#E 42 10 38 441 (2 HH T
M), 4EW 22~32 %, F-1(28.54+3.49) % ; 24 JH] 31~
40 J& , F3(35.13+£2.51) J&i ; BMI K 21~29 kg/m’®,
44 (24.15+2.68 ) kg/m? 7] B B[R 9] 50 451 282 46
A4 HDR B T B T 5 42 e 1 22 10 D % B2, AR 22~
34 % F-1(28.67+3.51) % 5 2 Jf] 20~40 Ji , -
(35.21£2.55) i ; B 14 5t 5 45 %4 (Body Mass Index ,
BMI) i 20~29 kg/m®, V- #4 (24.18+2.72) kg/m’
3 M2 A IS 22 R DL BMIL 5 I e, 22 50
GiitEE X (P>0.05), HA T,

PAFRUE : OFF G I A2 Wb iE s QA
22~34 % ;DRI YR, 22K T 28 Ji s @ H B2
WE5T , 28 R B 15 s R B PR e 38 50 il 1 Rl
Vo HEBRFRUE : OZEHOHE R | = T B AR DR B0
DA R LA N 536 R B 75 JB 5 (a0 I 25 2
IRESTH 5 ; QN Mg | e 1 D R 1 LA RO i 28
P R I A (1 ) IR AR IS 25 B S pie
HIFRNAIT s O HAD R A 5T R 2R R
1.3 ik
1.3.1 Efbigtrkadr

A 28 10 T 22 G I R 2 E Kl 4 mL, ==
TRE 30 min 2646, L4 3 000 r/min &5.0> 10 min, U
AE ML . 0 35 [ Beckman 23 7 DX1800 %4k 2
K ICHIE BT R SBE € Il TSH  FT3 \FT4 K- %
JH JCA-BM6010/C 43t A3 A6 W W5 Ak 1L 2175 1 (he-
moglobin Alc, HbAlc) /K-, #6370 T+ - g A=
Yyl T . Xt R HEA TR A S A S s IR I
i (fasting blood glucose, FBG) % )5 1 h Il ## (1 h
postprandial blood sugar, 1hPBG) } 2hPBG.

1.3.2  BRERIRYT M BETISS

FFOPR R D BE S5 B 2 L0 12 I S7 BV IS 45 P9 40
BHIEFTIRIT , W7 H 8 8 2 IR FH 22 B OBR B 22 il SR A
24, [E 2 i 5 H20060091 ) 25~50 pg/d , I H 7T %
AR A /N 75 & H # BK e (Merck KGaA, 1 #HE 5
H20120405) 2.5 mg/d iG 97 ; ¥l TSH /K FAES %
TEREIAP, B 2 J5 2 A HUR IR T RE 3 B 5 FH 24
FE, BRI BT 2 501005 30 d B N4 Rk SR
7 o 1055 3 LA A AT W PR R L 4 R i i
Jifs B LR A I R & AR L
1.4 G5k

K FH SPSS 19.0 # 4 E 17 5 b 21, 1 Bk
A IES A LA (x2s) Fom , ZUL AR R H R 7
2000, W HL A LSD K 36 5 i85 R L (%)
RN, K H 2 KB 5 oK FH Pearson £ 56 23 T 45 38 b
[ FHOCE , P<0.05 W 2ZE R A G 2EE X
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2 HR

2.1 HHAAEHUR IR R R LR

IV F 96 4H 28 100 1l W TSH /K SF B 5 T % IR
24, TS T ZH TSH 7K P T i 25 IR T 0 BRZH (P<
0.05) ;3 221107 FT3 . FT4 K ¥ Hh4s, 2 R 15
P L(P>0.05), W1,

R1 3EPARKBHIRELR [n, (x£s)]

Table 1 Comparison of thyroid hormone among 3 groups

[n s (E +s ) ]
TSH FT3 FT4
gl
415 " (mU/L) (pmol/L) (pmol/L)
Xif iR 2H 50 2.57+0.63 4.31+0.64  13.72+1.89

WHIRRA 62 7.29+2.13° 4.38+0.65 13.43x£1.97
WHITH 38  0.1420.06" 4.27+0.59  14.05+2.08

F1{H 214.257 0.219 0.816
P{H <0.01 0.803 0.445
T SR HRLH AR L, *P<0.05 ; 5 7 B 2H A L , °P<0.05

2.2 FAZE AP AR L

W H ek 41 42 49 FBG. 1 hPBG. 2 hPBG }¢
HbAlc H I & & T X AR AL, 255 HA G228 X
(P<0.05) ; 1M V. B 0 20 X6} 8 4 2 40 45 A 1 4
brbbds, 2R a4 E L (P>0.05), IL#E2,

®2 3HEZAERBHERLER [0, (x25) ]
Table 2 Comparison of glucose metabolism indexes among

3 groups [n, (x+s) ]

FBG 1hPBG 2hPBG HbAlc

Ml n (mmol/L) (mmol/L) (mmol/L) (%)

XFIELH 50 4.52+0.68 9.13+0.98 7.58+0.75 4.37+0.68
WA 62 5.22+0.81° 9.89+1.05° 8.85+0.82" 5.81+0.65
W 4] 38 4.38+0.72° 8.97+1.21" 7.49+1.07° 4.31+0.62°

F1& 22.711 8.852 20.156 87.264
P{H <0.01 <0.01 <0.01 <0.01
0 SX R L, ©P<0.05; 53 R4 AH E , °P<0.05

2.3 HURBRBE AT 5 bR i AH M
I % TSH 7K 7 5 8 48 34§ 48 45 FBG . 1hPBG .
2hPBG J HbAlc ¥J & i & 1F A 3¢ (P<0.05) ; Ifi
FT3 .FT4 7K ¥4 FBG . 1hPBG .2hPBG /% HbAlc [
AP 2 (P>0.05), WLE 3,
2.4 34 IAGE PRI I AREAE I L8
S HH 2 7 U A R R s B i A L) ke A R
W TR, 22 R A G R L (P<0.05) 51
H TCA 7 A G 3 ) R A 3R e T X R A IR

£ 3 % TSH.FT3.FT4 SHEREHEFRAMEE
Table 3 Correlation between serum TSH, FT3, FT4 and

glucose metabolism

FBG 1 h PBG 2 h PBG HbAlc
{8 PH M PHE rE PHEH rH PH

TSH 0.483 0.000 0.374 0.000 0.444 0.000 0.686 0.000
FT3 0.085 0.370 0.157 0.099 0.152 0.110 0.049 0.607
FT4 0.027 0.775 0.115 0.099 0.035 0.711 0.052 0.586

PRIR B A RAL T WA , 2R A ST R L (P<
0.05), W4,
T4 3EFAFRAHFEEBRER (%) ]

Table 4 Comparison of maternal pregnancy complications in

3 groups [1n(%) ]

gl n SEURBEVON WUk S R

XL 50 3(6.00) 2(4.00)  2(4.00) 0(0.00)
WA 62 12(19.35)"  9(14.52) 9(14.52) 5(8.06)*
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Relationship between IGF-IR and occurrence, development and prognosis of

prostate cancer

FENG Guoliang'*, ZHANG Jianwei®, XU Quanquan®, FENG Wei’

(1. Department of Urology, General Hospital of Nanyang Oilfield, Nanyang, Henan, China, 473132;

2. Department of Urology, the First Affiliated Hospital of Zhengzhou University, Zhengzhou Henan, China,
450052; 3. Department of Nephrology, Nanyang Oilfield General Hospital, Nanyang, Henan, China,
473132)

[ABSTRACT] Objective To explore the relationship between the expression of insulin-like growth
factor receptor I (IGF-IR) in prostate cancer tissue and the development and prognosis of prostate cancer.
Methods 74 cases of prostate cancer tissues (cancer tissues) obtained from our hospital and 80 cases of
benign prostatic hyperplasia due to surgery for prostate (BPH group) were recruited for this study.
Immunohistochemical technique was used to detect the expression of IGF-IR protein in the two groups of
specimens. The relationship between IGF-IR positive expression in prostate cancer tissues and the characteristics
and prognosis of prostate cancer was analyzed. The factors affecting the survival time of patients with prostate
cancer after surgery were also analyzed. Results The positive expression rate of IGF-IR protein in prostate
cancer tissues was significantly higher than that in BPH tissues, and the difference had statistical significance

(P<0.001). The positive expression rate of IGF-IR protein in prostate cancer tissues with different clinical
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stages and lymph node metastasis had statistical significance (P<0.05). The survival rate of postoperative
biochemical recurrence in patients with positive expression of IGF-IR protein was significantly higher than that
of those with negative expression, and the overall survival rate was significantly lower than that of those with
negative expression, the difference had statistical significance (P<0.05).There was a statistically significant
difference between the positive and negative expression of IGF-IR protein on the survival time of biochemical
recurrence and the overall survival time of prostate cancer patients (P<0.001). COX regression analysis showed
that clinical stage and survival of biochemical recurrence are independent factors affecting the survival status of
patients (P<0.05). Conclusion The increased expression of IGF-IR protein may promote the development and
progression of prostate cancer. However, whether it will have an independent effect on patient survival remains

to be confirmed by further large samples and long-term follow-up. IGF-IR may consider as a new target for

prostate cancer treatment.

[KEY WORDS] Prostate cancer; Insulin-like growth factor receptor I; Clinical staging; Lymph node

metastasis
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Figure 2 Relationship between igf-ir protein expression and

biochemical recurrence survival rate in prostate cancer patients
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Figure 3 Relationship between igf-ir protein expression and

overall survival rate in prostate cancer patients
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miR-421 8 [n] PDCD4 &2k By A IPR9E DU145 ZRe b5
M SIS 5

A A AR RAEAZ WRKER*

[(# ZE] BM W% MicroRNA-421 (miR-421) {2 3k i 51 B9 DUL4S 20 B34 58 (9 4 FH B2 V8 A 19 43
THUE . Fik BEFRR08 IR DU14S 410, 43 A %d FR AL miR- B P Xt R (NC) 4 . miR-421 41 . miR-421+
pcDNA 4 . miR-421+pcDNA-Zi g F2 )37 PEFE T-FE Al 4 (PDCD4) , miR-NC 21 #% J& miR-NC ,miR-421 2 % 4L
miR-421 ,miR-421+pcDNA 41 %% Y% miR-421 & pcDNA J5i k7 . miR-421+pcDNA- PDCD4 41 % 4% miR-421 }
pcDNA-PDCD4 Jit K , MTS 325 I 22 4 Jf 35 FE 3% 77, %¢ 5% 2 5 PCR Il & PDCD4 ) mRNA 3 ik /K-,
western blot Jlf & PDCD4 [ 8 [ 3R Ik K-, WU 3 Tl 42 A 8] 52 49 5y iE miR-421 5 PDCD4 11§ ] 45
G, R O5XFMZH K miR-NC 4H L H, miR-421 2H (14 3% 58 3% J7 3441, PDCD4 1Y 32 3k 7K - K 55 4= #84
PDCD4 W %¢ )6 2 B 15 3 K 1Y 98 615 S FAK (P<0.05) 5 55 miR-421+pcDNA 41 F 47, miR-421+pcDNA-
PDCDA4 2 [ 451 1% 1 B A% , PDCDA4 1 22 15 K -1 (P<0.05) o 4518 miR-421 X i %1 it DU145 41
B3 B PR EVE S ) B0 ) PDCDA4 J2&: miR-421 % 453 — 1 FH T8 7 43 AL

[REIA] AR ; miR-421; H5H ; PDCD4; FEALA

Experimental study of miR-421 promotes the proliferation of prostate cancer

cell line DU14S5 by targeting PDCD4

LI Zuowei, GUO Hang, DENG Chao, YAN Dongliang, TIAN Bingiang*

(Department of Urology, Shanghai University of Medicine & Health Sciences affiliated Sixth People * s
Hospital east, Shanghai, China, 201306)

[ABSTRACT] Objective To investigate the effect of microRNA-421 (miR-421) on the proliferation
of prostate cancer cell line DU145 and its potential molecular mechanism. Methods Prostate cancer DU145
cells were cultured and divided into control group, miR-negative control (NC) group, miR-421 group, miR-
421+pcDNA group, miR-421+pcDNA-programmed cell death gene 4 (PDCD4) group. MiR-NC group was
transfected with miR - NC, miR -421 group was transfected with miR -421, miR - 421+ pcDNA group was
transfected with miR-421 and pcDNA plasmid, miR-421+pcDNA-PDCD4 group was transfected with miR-421
and pcDNA -PDCD4 plasmid, Cell proliferation activity was measured by MTS, PDCD4 mRNA expression
was measured by FQ-PCR, PDCD4 protein expression was detected by Western blot, and the target binding of
mir-421 and PDCD4 was verified by double luciferase reporter gene experiment. Results Compared with the
control group and miR-NC group, the proliferation activity of the miR-421 group increased. The expression
level of PDCD4 and the fluorescence activity of wild-type PDCD4 double luciferase reporter gene decreased
(P<0.05). Compared with miR-421+pcDNA group, the proliferation activity of miR-421+pcDNA-PDCD4

A AR B . B E S RAF AL (HMSF-16-21-016) , L4k B E 51207 AT & ABEF i R4
R & J& 3 4 (PKJ2014-Y07)

Ve ifs . Bt R EF IR G S S ARER KR &I 201306

*BAEVE K WK 5%, E-mail : zong654947967654@163.com
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group decreased, the expression level of PDCD4 increased (P<0.05). Conclusion miR-421 can promote the

proliferation of prostate cancer cell line DU145 by targeting the inhibition of PDCD4 expression.
[KEY WORDS] Prostate cancer; miR-421; Proliferation; PDCD4; Target gene
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RNA , 7£ Z FlOW M g 1) A A & i e 3 s sk 42
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JHURC T 90% & FH 0.25% I3 26 1 B b4 1 i Aefe 1%, H

FIa s/l b3,
1.2.2 a1 ik

TH L5 B DU145 21 e 75 B 28 1x10°/mL, £ 5
FE 6 FLEF TR T, Al A 2 50%~60% B 47 43
21, % R 2 FHAS 5 1 03 1K 1Y) RPMIL-1640 1% 77 3L 4b
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JiL, AR AR A RINA B2 B 00 & 1% U B 5 54 L $ IR
40 L rh RNA, 28 Ji5 L RNA g A  AR 35 cDNA 2
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1.2.5  Ziffirh PDCD4 & [ 33k 1461

DU145 i 5% Yt 48 h J5 , F L W5 55 3L {4 83
M, A RIPA 20, 24 20 MO OF 42 IR 1
EAMREAY EAZWNRORAE A+ e i iR
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PiE 0.001 0.016 0.024

VB SR L, *P<0.05 3 5 miR-NC 41 [L#¢, °P<0.05.,

2.2 miR-421 i KA DU145 2 fifd 1 PDCDA4
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Targetscan [ 3l 4£ ) {5 8. 24 W & 7R , PDCD4
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v B A A PDCDA4 %€ ) 2 i 4 45 3k PR 1) 2 ' 1%
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XTHEZH miR-NC 4l miR-421 41
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1 X84 .miR-NC 8. .miR-421 ) PDCD4 & A &7
Figure 1  Protein bands of PDCD in control group , miR-NC
group, miR-421 group

%2 miR-421 FRE3E DU145 A F PDCD4 RiLHY
B (x £ 5)
Table 2  Effect of miR-421 overexpression on PDCD4
expression of DU145 cell (x+s)

28 5] PDCD4 mRNA ik PDCD4 & |1k
popitcEic] 0.82+0.19 0.65+0.12
miR-NC 2 0.87+0.22 0.70+0.14
miR-421 % 0.45+0.08 0.32+0.06
F1i 8.658 17.008
P{H 0.004 0.000

s 50 FRLH A, *P<0.05; 5 miR-NC 40 L #52, "P<0.05,
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miR-421+ cDNA
miR-NC 4] miR-421 41 pcDNA 41 -PDCD4 41

PDCD4

B-actin

B2 miR-421 ¥Bfa PDCD4 EE mRNA 3°UTR B £ 415
B2
Figure 2 Bioinformatics prediction of miR-421targeting 3’
UTR of PDCD4 gene mRNA

%3 miR-421 IR X3T DU145 4 & PDCD4 %k &l
MEBERERT LB R (vxs)
Table 3 Effect of miR-421 overexpression on fluorescence

activity of PDCD4 luciferase reporter gene of DU145 cell

(x+s)
2H 5] 4§ £E %1 PDCD4 %75 15 PDCD4
xR ZH 1.08+0.25 1.04+0.27
miR-NC 4 1.11+0.28 0.99+0.19
miR-421 4 0.48+0.09® 1.09+0.22
FiH 12.715 0.238
P{E 0.001 0.792

1. 5 RELH AL, °P<0.05; 55 miR-NC 4H [44% , "P<0.05,

2.4 PDCD4 i % ik i0i 5% miR-421 i 3% 35 0 4%
DU145 4 fifg 4 58 1 18

5 miR-NC £H b8, miR-421 20 DU145 4 fifd
PDCDA4 [ F [ ik it I & FRAIK, 24 .48 .72 h I} ()
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Tabure 4  Effect of PDCD4 overexpression on miR-421
overexpression regulating proliferation of DU145 cell
(vxs)

PDCD4 H4FE % 77 (ODuw)
HEHEIE  24h 48 h 72h
miR-NC 41 0.72+0.18 0.45+0.06 0.58+0.10 0.77+0.17
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Serum IL-13, IL-10 and IFN-+v in the qualitative diagnosis of breast tumors

and their correlation with prognosis

GUO Qi', YAO Chang**, GUO Yufei'

[ (1. Henan Hospital of traditional Chinese Medicine (The Second Affiliated Hospital of Henan University of
traditional Chinese medicine) , Zhengzhou, Henan, China, 450000; 2. Affiliated Hospital of Nanjing
University of traditional Chinese medicine , Nanjing, Jiangsu, China, 210029) ]

[ABSTRACT] Objective To investigate the value of serum interleukin-13 (IL-1B), interleukin-10
(IL-10) and interferon-vy (IFN-+v) in the qualitative diagnosis of breast tumors and their correlation with
prognosis. Methods From September 2016 to November 2018, 92 breast cancer patients in our hospital were
selected as the breast cancer group, 92 patients with benign breast tumors (breast fibroma) who underwent
surgical resection during the same period were retrospectively studied in the benign group. The serum levels of
IL-13, IL-10 and IFN-v between two groups and breast cancer patients with different clinical characteristics
were measured and compared, the receiver operating characteristic (ROC) curve was drawn to analyze the
single and combined detection of serum indicators for the diagnosis of benign and malignant breast tumors,

and compared the serum indicators of breast cancer patients with different prognosis (one year relapse, no
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recurrence ). Spearman correlation analysis was used to investigate the correlation between the expression of
serum indicators and the prognosis of breast cancer. Results The serum levels of IL-18, IL-10 and IFN-v in
breast cancer group were higher than those in benign group (P<0.05). Serum IL-18, IL-10, IFN-+ had high
AUC in the diagnosis of benign and malignant breast tumors.The sensitivity of benign and malignant breast
tumors diagnosed with the combination of the three was 77.17%, and the specificity was 84.78%. The levels of
serum IL-18, IL-10, IFN-v in the clinical stage Il ~IV, the degree of tissue differentiation at low to medium,
and the patients with breast cancer with lymph node metastasis were higher than those in the clinical stage stage
[ ~1I, the degree of tissue differentiation at high level and no lymph node metastasis (P<0.05). The levels of
serum IL-1B, IL-10 and IFN-v in patients with relapse at one year were higher than those without relapse (P<
0.05). Spearman correlation analysis showed that the expression of serum IL-1 8, IL-10, IFN-vy was positively
correlated with the prognosis and recurrence of breast cancer. Conclusion Serum IL-18, IL-10 and IFN-vy
levels are of great value in the qualitative diagnosis of breast tumors, and are closely related to the clinical

stage of breast cancer, the degree of tissue differentiation and lymph node metastasis, and can be used to

predict prognosis and recurrence.

[KEY WORDS] IL-1B; IL-10; IFN-v; Breast tumor; Qualitative diagnosis ; Prognosis
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Table 3 ROC curve of single serum index in the diagnosis of breast cancer
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Table 4 Comparison of serum indexes of breast cancer patients with different clinical characteristics (¥ +s)
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Table 5 Comparison of serum indexes in breast cancer

patients with different prognosis (x +s, pg/mL)
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Relationship between CD3* HLA-DR cells and immune disorders and ovarian

function in patients with early-onset ovarian insufficiency

GUO Mitian, ZHANG Ji, WANG Sumei

(Department of obstetrics and gynecology, zhengzhou 7th people’ s hospital, Zhengzhou Henan, China,
450016)

[ABSTRACT] Objective To investigate the relationship between CD3" HLA-DR cells and immune
disorders and ovarian function in patients with early-onset ovarian insufficiency (POI). Methods From Janu-
ary 2018 to September 2019, 136 patients with POI in our hospital were selected as the observation group, and
130 healthy women of childbearing age during the same period were selected as the control group. The ratio of
peripheral blood CD3" HLA-DR cells, immunoglobulin A (IgA) , IgM, IgG, cellular immunity (CD3",
CD8', CD4"), serum anti-Mullerian hormone (AMH ), basal sinus follicle number (AFC), endometrial thick-
ness was compared between the two groups, Pearson correlation was used to analyze the relationship between
peripheral blood CD3" HLA-DR cells and immune indicators and ovarian function. Results The proportion
of peripheral blood CD3" HLA-DR cells in the observation group was higher than that in the control group,
and the difference was statistically significant (P<0.05). The levels of CD4", serum IgA, IgM, and IgG in the
observation group were lower than those in the control group, and the levels of CD3" and CD8" were higher

than those in the control group (P<0.05). CD3"HLA-DR cells in peripheral blood were negatively correlated
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with CD4", serum IgA, IgM, and IgG, and positively correlated with CD3" and CD8" (P<0.05). The AMH,
AFC, and endometrial thickness of the observation group were lower than those of the control group (P<
0.05). CD3* HLA-DR cells in peripheral blood were negatively correlated with serum AMH, AFC, and
endometrial thickness (P<0.05). Conclusion Peripheral blood CD3"HLA-DR cells are abnormally elevated

expression in patients with POI, and have a certain correlation with immune disorders and ovarian function in

patients with POL. It is expected to become an important T cell subset that regulates the immune response of

POI patients and improves ovarian reserve function.

[KEY WORDS] CD3" HLA-DR cells; Early-onset ovarian insufficiency ; Humoral immunity ; Cellular

immunity ; Ovarian function; Endometrial thickness
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Table 2 Comparison of immune indexes between the 2 groups (x +s)

a TR G e F s (/L) A S A b (%)
IgA IgM 1gG CD3" CD8' CD4"
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P <0.001 <0.001 <0.001 <0.001 <0.001 <0.001
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x3 MANMEMMEINRLLR (x+5)
Table 3 Comparison of ovarian reserve function between the

2 groups (x=s)

.7 AMH AFC T L

AL (ng/mL) (1) (mm)
WMELL 136 1.15+0.04 1.28+0.64  3.82+0.63
XREZL 130 5.27+1.80  5.65+2.19  6.47+1.56

ZiE] 26.688 22.298 18.311

P <0.001 <0.001 <0.001
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Figure 3 correlation between peripheral blood CD3"HLA-DR cells and ovarian reserve function
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C I % H (CRP) .\ IfiL YT (ESR ) , 343477 Th17 il \ Treg . IFN-y \IL-4 5 35 & A H (2R K%
4 T I (DAS28 TE43 ) MUAH EM: . SR RA 415 ¥ 10 Th17 40 ) | i 3% IEN-y 2 &5 T %) I8 41
(P<0.05) ,RA 20 .3 1 Treg 4 B AIL T XJ F 4H (P<0.05) ; RA 41 B 3% 19 115 CRP . ESR 7K -1 5 T i
4 (P<0.05) ; DAS28 P43 >5.1 /3 RA JR & 1) Th17 41 g | IfiL ¥ IFN-y 3% F<5.1 20 1 & % (P<0.05) ,
DAS28 T 43+>5.1 43 RA % 1Y Treg 4 M A% T <5.1 43 19 1 3% (P<0.05) ; RA 3% 1% Th17 40 i | 1l V4
IFN-vy 5 DAS28 ¥ /) R & 7 4 H 2 12 % IEAH G (P<0.05) , RA 35 1 Treg 41 il 5 DAS28 353
TEFG RTTHCH 2 W MA L (P<0.05) . i RABF T 40 M0 K e 27 IR 12 185 7T AE 15 5 35 i 1%
SRR G E R G

[EEIR] RN R; EThe; K 1Hah e

Study on the relationship between immune function imbalance and disease

activity in patients with rheumatoid arthritis
MENG Qingfang*
(Department of Rheumatology and immunology , Zhumadian Central Hospital , Henan, China, 463000)

[ABSTRACT] Objective To explore the relationship between immune dysfunction and the degree of
disease activity in patients with rheumatoid arthritis (RA). Methods 90 patients with RA (RA group) and 60
healthy volunteers were selected as the control group. The peripheral blood of the two groups was tested for
Th17 cells, regulatory T cells (Treg) and serum interferon-gamma. (IFN-vy) , interleukin-4 (IL-4), C-reactive
protein (CRP), erythrocyte sedimentation rate (ESR). The correlation between Th17 cells, Treg, IFN-vy, IL-4
and the number of joint pain in patients and therheumatoid arthritis condition assessment (DAS28 score) was an-
alyzed. Results The levels of Th17 cells and serum IFN-+y in the RA group were higher than those in the con-
trol group (P<0.05). The Treg cells in the RA group were lower than those in the control group (P<0.05). The
serum CRP and ESR levels in the RA group were higher than those in the control group (P<0.05). Th17 cells
and serum IFN-v in RA patients with DAS28 score >5.1 points were higher than those in DAS28 < 5.1 points
(P<0.05). Treg cells in RApatients with DAS28 score > 5.1 points were lower than those in DAS28 <5.1 points
(P<0.05). Th17 cells and serum IFN-vy in RA patients were significantly positively correlated with DAS28 score
and number of tender joints (P<0.05). Treg cells in RA patients were significantly negatively correlated with
DAS28 score and number of tender joints (P<0.05). Conclusion The imbalance of T cells and immunological
factors in patients with RA may be related to the degree of disease activity and the severity of the disease.

[KEY WORDS] Rheumatoid arthritis ; Immune function; Imbalance ; Activity level
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Table 1 Comparison of immune related indexes between RA

group and control group (x+s)

. Th17 400 Treg 408  IFN-y IL-4

AL (%) (%)  (pgml) (pg/mL)

RAZ 90 1.68+0.54 2.17+0.67 24.28+6.33 141.7+17.4
XHHEZH 60 0.61+0.27 3.21x0.82 7.52+2.11 144.0+22.0
IXiE] 14.200 -8.507 19.771 -0.713
P 0.000 0.000 0.000 0.477
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Table 2 Comparison of serum CRP and ESR levels between

the two groups (x+s)

ZH 51 n CRP(mg/L) ESR(mm/h)
RA 4 90 21.51+8.40 43.88+7.19
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P 0.000 0.000
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0.016) .CysC(OR=1.356,95%CI: 1.244~2.803, P=0.028) .Hcy (OR=1.824, 95%CI:0.709~4.706, P=0.012) .
NT-proBNP (OR=1.106, 95%CI: 1.003~1.264, P=0.033) .NLR(OR=1.765, 95%CI : 0.439~1.275, P=0.038)
EISRMEKHE. &t BHRH MPV . CysC.Hey .BNP NLR /& PCI A5 ISR HIFEE I & .

[EEA] 20 ST B AL AL ; ARG A, K%

Effects of CysC, Hcy, MPV, NT-proBNP on restenosis after STEMI

ZOU Yanxin', LI Ni Ni'*, ZHANG Yuehua’, ZHANG Xiuzhen'

(1. Department of Cardiology, Laigang Hospital, Shandong First Medical University, Jinan, Shandong,
China, 271126; 2. Department of Cardiovascular Rehabilitation, Laigang Hospital, Shandong First Medical
University, Jinan, Shandong, China, 271126)

[ABSTRACT] Objective To analyze the risk factors of restenosis after Percutaneous coronary
intervention (PCI) with STEMI patients. Methods ~ From February 2015 to February 2019, 137 patients who
complete review of coronary angiography within 6-12 months after surgery were selected. These patients were
divided into the in - stent restenosis (ISR) group and non - ISR group according to the result of coronary
angiography. The ISR group are 34 patients, the non-ISR group are 103 patients. The patient’history data, blood
biochemical index, echocardiographic index, stents, medication compliance, major adverse cardiac events of
the two groups were analyzed by multivariate models for the ability to predict the occurrence of ISR. Results
The incidence of ISR was 24.8%. Univariate analysis found that compared with non-ISR group, ISR group has
statistically significant differences among a history of smoking, hypertension, diabetes, family history of
coronary heart disease, MPV, CysC, Hcy, NT-proBNP, LDL-C, ApoB, NLR, stent implantation diameter
(=3 mm) , the existence of residual stenosis, irregular double antibodies and statins after surgery. Multivariate
logistic regression analysis showed that diabetes (OR=2.205, 95%CI: 1.069~4.531, P=0.031), MPV (OR=
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1.873,95%CI: 1.141~4.275, P=0.016) , CysC (OR=1.356, 95%CI: 1.244~2.803, P=0.028) , Hcey (OR=
1.824, 95%CI: 0.709~4.706, P=0.012), NT-proBNP (OR=1.106, 95%CI: 1.003~1.264, P=0.033), NLR
(OR=1.765, 95% CI: 0.439~1.275, P=0.038) are risk factors for ISR. Conclusions Diabetes, MPV,

CysC, Hcy, NT-proBNP, NLR are risk factors for ISR after PCI.

[KEY WORDS] Acute ST elevation myocardial infarction ; Postoperative restenosis ; Risk factors
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Table 1 General clinical data characteristics between

2 groups [n(%) (x+s) ]
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Table 3 Echocardiographic index between 2 groups
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Table 2 Blood biochemical index between 2 groups
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Table 5 Postoperative medication between 2 groups [n(% ) ]
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Table 6 Major adverse cardiovascular events between

2 groups [n(%) ]
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Nt-proBNP 1.106 1.003~1.264  0.033
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Evaluation of serum 3 - HCG, progesterone and vaginal ultrasound in the

diagnosis and treatment of unruptured ectopic pregnancy
YAN Xueping', TIAN Yuan®, WU Qingjing'
(1. Department of ultrasound, Hainan women and children medical center, Haikou, Hainan, China, 570206;

2. Department of Gynecology , Hainan women and children medical center, Haikou Hainan, China, 570206)

[ABSTRACT] Objective To explore the application of serum (-human chorionic gonadotropin (-
HCG) , progesterone (P) monitoring and vaginal ultrasound quantitative evaluation in the diagnosis and
treatment of unruptured ectopic pregnancy. Methods From October 2017 to December 2019, 62 women with
unruptured ectopic pregnancy in our hospital were selected as the study group, and 62 normal pregnant women
were selected as the control group. After admission, both groups underwent ultrasound examination, blood
samples were taken to determine serum 3-HCG and P levels, and symptomatic treatment was given to the study
group. Compared the ultrasound parameters [ resistance index (RI), pulsation index (PI) ] and serum B-HCG,
P levels of patients in the study group with the control group and patients with different curative effects in the

study group, explored the relationship between ultrasound parameters and serum [3-HCG, P and unruptured
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ectopic pregnancy, and their diagnostic efficacy in the diagnosis of unruptured ectopic pregnancy. Results
The PI and RI in the study group were higher than those in the control group, and the levels of serum 3-HCG
and P were lower than those of the control group (P<0.05). There were significant correlations between PI, RI,
serum B-HCG, P levels and unruptured ectopic pregnancy (P<0.05). The area under the curve (AUC) of PI,
RI, serum B3-HCG, and P in the diagnosis of unruptured ectopic pregnancy was 0.893, which was greater than
the individual diagnosis of the indicators, the best sensitivity of the combined diagnosis was 82.26% and the
specificity was 79.03% . The PI and RI of treatment - effective patients were lower than those of ineffective
patients, and the serum B-HCG and P levels were higher than those of ineffective patients (P<0.05). Among
PI, RI, serum B-HCG, and P, PI had the largest AUC for predicting the efficacy of unruptured ectopic
pregnancy, 0.809, with the best predictive sensitivity of 70.00% and specificity of 90.38%. Conclusion The
serum (3-HCG and P levels of patients with unruptured ectopic pregnancy are significantly lower than those of
normal pregnant women, and the blood flow parameters of the ultrasound examination mass are abnormally
increased. The combined quantitative evaluation of serum (3-HCG, P and vaginal ultrasound has a high value
in the diagnosis and evaluation of the efficacy of unruptured ectopic pregnancy, and can provide an important
reference for the clinical diagnosis of unruptured ectopic pregnancy.

[KEY WORDS] Unruptured ectopic pregnancy; [ -human chorionic gonadotropin; Progesterone;

Vaginal ultrasound ; Diagnosis; Efficacy
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Clinical Significance of Serum MMP9, IFN-vy and HMGBI1, TLR4 mRNA in
Lupus Nephritis

LU Bing', REN Dongsheng'*, TAO Yafei', LI Ming®

(1. Department of nephropathy rheumatology and immunology , Nanyang central hospital, Nanyang, Henan,
China, 473000; 2. Department of nephrorheumatology and immunology, xinhua hospital affiliated to
Shanghai jiao tong university school of medicine, Shanghai, China, 200092 )

[ABSTRACT] Objective To investigate the significance of matrix metalloproteinase -9 (MMP9) ,
interferon - gamma (IFN-v) , high mobility group protein B1 (HMGBI) and Toll-like receptor 4 (TLR4) in
peripheral blood from lupus nephritis (LN) and the correlation between LN and heart damage. Methods A
total of 63 LN patients (LN group) and 34 LN patients with heart damage (combined heart damage group)
admitted to our hospital from August 2017 to July 2019 were enrolled for this study. According to the LN
pathological classification criteria of the International Society of Nephrology and the Society of Kidney
Pathology (ISN / RPS.2003) in 2003, the expressions of MMP9, IFN-vy, HMGBI mRNA and TLR4 mRNA in
the peripheral blood from the two groups of patients were compared. Logistic multiple regression equation was
used for multi - factor analysis. Pearson analysis was used for correlation analysis. The receiver operating

characteristic (ROC) curve and area under ROC (AUC) were used to analyze the value of LN combined with
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cardiac damage. Results The levels of MMP9, IFN-v, HMGBI mRNA and TLR4 mRNA in the group with
heart injury were higher than those in the LN group (P<0.05). MMP9, IFN-vy, HMGBI, and TLR4 are
related risk factors for LN combined with cardiac damage (P<0.05). MMP9, IFN-vy, HMGBI mRNA and
TLR4 mRNA were positively correlated with heart damage (P<0.05). AUC HMGB1 mRNA> TLR4 mRNA>
IFN-vy> MMP9 (P<0.05) for diagnosis of LN combined with heart damage. Conclusion The high expression
of MMP9, IFN-v, HMGBI1, and TLR4 in the peripheral blood of patients with LN is related to pathological

typing and can be used as a reference index for heart damage.

[KEY WORDS] lupus nephritis; MMP9; IFN-y; HMGBI mRNA ; TLR4 mRNA ; cardiac damage
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1 X&MAE
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1.2 Jiik
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4 Ff ANTP ., Taq DNA % & i . #1 )7 5] DNA F1 PCR
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W51 ¥ 4 9k 5" - CAAATTCAACGGCACAGT-
CAA-3'.5-TGGTGAAGACACCAGTAGACT C-3',
A IR 7K LR AT GAPDH SR 387K o
1.3 WEHE bR

O A M — M 7e okt @ He & w2 418 i
' MMP9 . IFN-v . HMGB1 mRNA . TLR4 mRNA
Tk o QMR E 2003 4 [ B B TG 24 2 F0E E
95 H 2% 25 (ISN/RPS.2003 ) J5 FH 4 A1 K1) 43 LN i}
FHoR T+ M+IV A, FE B AS[R] LN g 2 4 70 28 3
HME A8 FR KT o @43 Hr 52 ma LN & 90 JIE 5
FEREMHEE ., O & F8br 50 05 F 1 AH
Kk o @43 M & 48482 W LN & 0 BE i E 1
NI
1.4 GEitsorik

K SPSS 22.0 #AFi#E 47 hb BRECHE 1 2 KL
Ph(xxs)Rm e K, BB n(%) 2w 2 K
5, LA Logistic 2 7T [0l )5 #2171 2 N Z 400, >R H
Pearson #f 17 #H 5C P 3 1 , R FH 42 WO #AF FR AE
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Wi LN & JF0BE 3 M E . P<0.05 2 A58
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2 R
2.1 W —MTOR i

WG 40 PR B AR N R LN UG 3 8 e
BRI A, 2R A G 1T 2F 2 L (P<0.05), UL

1,
2.2 WASME M b £ FR bR IR TR

& 9 0 I # F 240 MMPO., IEN - y. HMGBI
mRNA \ TLR4 mRNA 7K-F-H% LN 415, 2 5 A 4t
PR L (P<0.05), W2,

R1 WARKEBITEE Goxs)

Table 1 Comparison of clinical data between the 2 groups (x+s)

- n B ) I LN“'ZﬁijJ‘fi ISN/RPS.2003 J #4375
() R (41 | Il I v
LN 41 63 27/36 (34.89+12.35) (18.06+4.46) (521+1.08) 5(7.94) 27(42.86) 23(36.51) 8(12.70)
GBI O ES 34 12/22  (35.05£13.97) (17.91+6.41) (5.33x1.14) 1(2.94) 15(44.12) 12(3529) 6(17.65)
PR K] 0.525 0.058 0.135 0.512 1.283
PAH 0.469 0.954 0.893 0.610 0.733

®2 WESNEM P BZIEIRRIAKFHLE (oxs)

Table 2 Comparison of the expression levels of various indicators in peripheral blood between the 2 groups (x +s)

205 n MMP9 (ng/mL ) IFN-vy (pg/mL) HMGBI mRNA TLR4 mRNA
LN 41 63 381.92+112.03 211.62+65.75 2.91+0.95 1.3620.42
IO E A 34 458.67+126.14 274.40%83.69 3.89+1.11 1.84+0.56
2L 3.079 4.070 4.567 4.765
P1H 0.003 <0.001 <0.001 <0.001

2.3 LBOAIE] LN g 253750 £ 5 A0 ) 1M 4% 46 bn %
KK L

I +1V %4 5 7% MMP9 . IFN-y . HMGB1 mRNA .
TLR4 mRNA 7K 3% T+ 1 % & (P<0.05) . WL
%3,

R3 HBAE LN RES B R ENE M ZERERIE
(xxs)
Table 3 Comparison of the expression of various indexes in
peripheral blood of patients with different In pathological
types (x+s)

MMP9 IFN-y HMGBI  TLR4
(ng/mL) (pg/mL) mRNA  mRNA

[+ 48 380.19£105.27 174.97+68.59 2.71+0.91 1.11x0.46

M+IV 49 436.87+128.45 291.09£75.42 3.78+1.07 1.94+0.48
i 2.374 7.928 6.903 8.692
P{E 0.020 <0.001 <0.001 <0.001

A n

2.4 S LN GO MERE & A H R 1

MMP9 . IFN-vy .HMGB1 . TLR4 & LN 4 Jf- .0
JE B8 S A B A O fa B IR (P<0.05) o UL
F4,

F4 ®MWLNGHOHEMRELZERFEER Logistic S tEA
FRESH
Table 4 logistic multiple regression equation analysis of

factors affecting In combined with heart damage

SUEE BIH SEfH Wald// 8 P OR{H  95%CI
MMP9 0.781 0.346  5.098 0.019 2.184 1.337~3.568
IFN-y 1.020 0467 4.767 0.023 2.772 2.615~2.939
HMGB1 0.617 0.305 4.098 0.036 1.854 1.020~3.341
TLR4 1.096 0456 5.778 0.008 2.992 2.119~4.226

2.5 KAETR 50 WD A AH S
MMP9 (r=0.259, P=0.010) | IFN - (r=0.424,
P<0.001) . HMGBI mRNA (r=0.467, P<0.001) .
TLR4 mRNA (r=0.480, P<0.001) 5 .0 i 4 3 &2 1F
P LK1,
2.6 KAEVMZET LN G 00 E3E 0 1 B 54
HMGBI mRNA 2 W LN & 3.0 JE i % 1Y
AUC KT H A5, % 5.

3 Wi

MMPO ] F B EF 4 20 Ji 5% A L o s 2
JHL S A W, DA G T LA S g k) A 5
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Figure 1 correlation chart of each index and heart damage

*®5 ROCHHTER
Table 5 ROC analysis results

TN AUC 95%CI Z 14 P{H WA W EBURE (%) W EHRETE (%)

MMP9 0.657  0.537~0.777 2569  0.010 >466.7 55.88 77.78

IFN-vy 0.739  0.636~0.843 4.523  <0.0001 >241.92 67.65 71.43
HMGBI mRNA  0.781  0.683~0.879 5.626  <0.0001 >3.35 79.41 66.67
TLR4 mRNA 0.773  0.671~0.875 5258  <0.0001 >1.98 50.00 93.65
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NP5 958 B8 Angptld . CTLA-4 B 421 2% D K5 Bt
S HentyAH Pk

KAV RE M pwesy

(# ZE] BH HIBMEE R (MN) B S AR (4 (Angpd 4) | I35 410 5 T ik el 40
MHTE 4 (CTLA-4) B 25- 32348 4 K D3[25-(OH) D3 K F 5 BRI INBER A SEE . ik EER 2017 451
H % 2019 4F 8 H ZEABEIGA T MN 8 120 6], b R SRS 1555 (CUAMN) 1 88 40 f51], 45 & 14 1 s
T B (IMIND) S 40 ], 2 2% 14 J 14 ' 5 (SMIND) AR 5 40 4], g e TRCT) A e o A R A B 40 34 S X R
20, A0 4% 2EL 0L H RR L BE LS B L I AR SR T 18] (TEG ) #6000 ¢ 1 3 BE 48 # , 46 I Angptld . CTLA-4 K
25-(OH)D3 /K, A Hr Al G . R 3 ABE w8 F i H 8 .24 h JREEH . TG . TC .CREA .
BUN /K- b #, 24 5% 41247 X (P>0.05) , PLA K- b, 25 5% HAA G245 L (P<0.05) 5 Bk B %
BE S LB XA R, 22 5 B A g2 L (P<0.05) . 3 4% B 9% % PT.TT . APTT M
FIB KV 8, 22 5 G124 5 X, D-D KV R, 22 5 HA G2 5 L (P<0.05) 5 BEPE B s J 5 5 0T ]
HEE M F 805 L, 2 7 A G52 5 L (P<0.05), 4 HBFFEA 4 K REH .o f1 MA A&, 2% 5
HAESITH#E L (P<0.05) . 4 HHFFEXF 4 Angptld . CTLA-4 & 25-(OH)D3 K Lb i, 2 5 A G
BN (P<0.05), HXMEPrEE S BoR, Angptld . CTLA-4 ) 25-(OH) D3 435 5 TEG 445 b1 B A7 B 2 AH
Kk, B5i Angptld .CTLA-4 S 4R 2 D e Xt TRk 55 FR 3 A2 T BT S0 T fifk £6 3 6k il ) AR
A W I BLAT FE R R

(R AN ML AU IR B 5 1078 A O PR AR 1 45 0LV 20 M3 1k T bk L A LB i 45 25- 32 4
A% D3; BEIYI6E

Correlation between detection of Angptld, CTLA -4 and vitamin D and

coagulation function in patients with membranous nephropathy
JIA Limin*, ZHAO Cui, WEI Di, FANG Xiaofang
(Department of Nephrology , People’s Hospital in Cangzhou City, Cangzhou, Hebei, China, 061000)

[ABSTRACT] Objective To investigate the levels of angiopoietin-like protein 4 (Angptl 4) , serum
cytotoxic T lymphocyte antigen 4 (CTLA-4) , and 25-hydroxyvitamin D3 [25-(OH) D3] in patients with
membranous nephropathy (MN) and coagulation function relevance. Methods 120 cases of MN patients
admitted in our hospital from January 2017 to August 2019 were selected, including 40 patients with atypical
membranous nephropathy (UAMN) , 40 patients with idiopathic peritoneal nephropathy (IMN) , and
secondary 40 patients with membranous nephropathy (SMN) , and another 40 healthy medical staff were
selected as the control group. The blood routine and blood coagulation indexes of each group were tested, the
thromboelastography (TEG) was used to test the blood coagulation function indexes, and the levels of
Angptl4d, CTLA-4 and 25- (OH) D3 were detected, and their correlation was analyzed. Results There were

no significant differences in the levels of serum albumin, 24-hour urine protein, TG, TC, CREA, and BUN

AR B M T EEH AR R A (172302122)
Ve Pl M TARER T AA, 7Tk, %M 061000
*BAEMEE . T AAK, E-mail : kaishenf40170@163.com
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in the three groups of membranous nephropathy (P>0.05), and the differences in PLA levels were statistically
significant (P<0.05). There was a statistically significant difference between the laboratory indexes of patients
with membranous nephropathy and the control group (P<0.05). There was no significant difference in the levels
of PT, TT, APTT and FIB in the three groups of patients with MN. The difference in D -D levels was
statistically significant (P<0.05). MN patients had a statistically significant difference in coagulation factor
indicators compared with the control group (P<0.05). The K value, R value, o angle, and MA were
significantly different between the 4 groups (P<0.05). The differences in Angptl4, CTLA-4, and 25-(OH) D3

levels were statistically significant in the four groups (P<0.05). Correlation analysis showed that Angptl4,

CTLA-4, and 25-(OH) D3 had significant correlations with TEG indicators, respectively. Conclusion The

determination of Angptl4, CTLA -4 and vitamin D has important clinical significance for the diagnosis,

treatment and monitoring of changes in coagulation function in patients with membranous nephropathy.

[KEY WORDS] Atypical peritoneal nephropathy; Angiopoietin - like protein 4; Serum cytotoxic T

lymphocyte antigen 4; 25-hydroxyvitamin D3; Coagulation function

e PR AR 4185 252 g Jit DAL 2 5 BH A ] 23 by AN i Y
Ji& 4 B 9% (Undetermined atypical membranous ne-
phropathy , UAMN ) | #f & 1 J& £ ' 9% (Idiopathic
membranous nephropathy , IMN ) Fl 2 % P4 J5 1A B 9

1-2]
o

(Secondary membranous nephropathy, SMN) *
Forhr, UAMN # %2 95 %4 IMN Fll SMN & ¢ B
i, T HOE AR A A WS iy %, MN B E A7 AE
1L 375 4 2 R D- R 4K (D-dimer, D-D) (A
S, BOE MR AFAEAS TRV R BE 1 = IR A, A i Ag:
B ZE ) RS A i BRI, T MINRRC 1) I A
FERY TR S ANAYT o, A AR R
5 1 4 (Angiopoietin-like protein 4, Angptl4 ) A Ifil.
EAMRFEAZEWEZ G, H S B R EE
FURM = EAEEVILRY . 5 R, 75 IMN
SR A LT 20 B EE M T b P 40 i) 4.(Cyto-
toxic T lymphocyte associated antigen-4 , CTLA-4.) 3
B R B . 25-FRSE4E 4 % D3[25-(OH)
D3 24t 3 D EAR NI FEZAFAE IR 2, HOXT T il
i B A5 1) A AT f 922 S E g ) 15 55 221
AR B EEAEH . A ) Bl (Thrombo-
elastography , TEG) 1] 2fj 25 W I LA EE 1A% 5 , % T
MN Yl RBTEEIRYT BA 18 S

1 ABSHE

1.1 — ek
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71 %, 3 (43.9+4.0) % ; SMN 20 55 27 5] , % 13
] 4R 20~72 % 1 (44.654.1) % . 5 B8RRI
T e HEAT 4 R ARG 1 40 191 T H N B AR Sl o R
A, Hod 5 26 6, £ 14 1, 4E % 20~70 %, F- 1
(44.4%4.5) % o A W FEXFT L AR AR L
E BTG L (P>0.05), BT ., AR5
WA BEAC BEZ 51 2541
12 ik
1.2.1  SCEGEAEARAG I

T A B 92 0 52 1) T R 25 IE Al L 5 mL # ik
1M, 3 000 r/min 250 B W , R H 30 B BS-220 42
H ol A= Ak 2 T A (R i D08 B 7 4y A5 BR A D)
K I 1 & = B8 H 9 (Triacylglycerol , TG) | &
fIH [ % (Total cholesterol, TC) . JIL B (Creatinine,
CREA) . JE % % (Blood urea nitrogen,, BUN) , & F
PL-11 IfiL /MR 43 87 A R A M 0 i 4 B 97 B 4
A BR 2 E]) WA N B, WS PR W R 24 h
PREE o IFAT % 0B iy 3 565 A 000 ¢ iy 1A ek i)
(PT) P IfiL Ji B ) CTT) 37 A 38 268 10 305 1 FsF 1]
(APTT) .D-D K £F 4t 4 M J5t (Fibrinogen , FIB ) /K
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ptld ., CTLA -4 /K F , &0 & 14 A 3 & SANTA
CRUZ A w5 2R F RS 2 K0 25- (OH) D3 /K F
WA & H LY A,
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1.3 ST

K SPSS 19.0 et 2# 54T 70 B, 1 i BE
BEUA (2 +5) 2288, 2411 tl:iiikﬁﬁ%l?ﬁ%ﬁj\
B, #H A% R ] Spearman 73 #7.  P<0.05 4 2= 5 H
AYeit2rm L

2 HR

2.1 B EIRARKF A
UAMN 4 . IMN 4 K SMN 4H Ifi. 35 (1 5 1 .24

h JR# 1 . TG . TC .CREA .BUN /K V- [ #% 2% & o 48
2B L (P>0.05) , PLA /K #5025 5 BoA Si it
RN (P<0.05) . 3 ABEMEE R EH 24 h IREH .
TG .TC ALEF . R 2R A S /IR K 8 3 8 %) IR
N, FE KB E TR RA, 25 BA ST
B (P<0.05), W1,
2.2 UG KT R

3 41 JEE B % B % PT . TT.APTT.D-D X FIB
KA, 22 R TS L (P>0.05) , IMN 41 |

K1 BELBEIBIRAKELE [(n=40), (xxs) ]

Table 1  Comparison of laboratory indicators in each group [ (n=40), (x%s) |

o1 3 HEHA 24 h JREH TG TC CREA BUN PLA
(g/L) (g) (mmol/L) (mmol/L) (pmol/L) (mmol/L) (g/L)
IMN 21 7.6x1.8 5.2+0.9 2.4+0.4 7.2+1.6 86.2+9.2 5.5%+1.0 249.6+23.5
SMN 21 7.4x1.9 5.3+£0.8 2.5+0.4 7.4x1.7 84.4%9.5 5.4+0.8 186.5+21.9
UAMN 41 7.3x1.6 5.1+0.9 2.6x0.3 7.6x1.5 85.1£9.8 5.6x1.1 184.7£23.2
X iRl 38.8+5.7" 0.1+£0.0" 4.4%0.5* 0.7+£0.1° 76.3£9.7° 3.9+0.5" 125.8+16.5"
FH 25.800 10.326 19.050 8.100 7.618 13.577
PH 0.000 0.000 0.000 0.000 0.000 0.000

T s 55 B AR LR, P<0.05,

SMN 41 \UAMN 4 & # 5%} i 41 PT . TT.APTT,
FIB.D-D K ¥l 2 5 HA G it 2= 5 L (P<
0.05), W2,

x2 FBEBEMEFKFELE [(=40),(x+s)]
Table 2 Comparison of clotting factor levels in each group
[(n=40), (x£s)]

TT APTT D-D FIB

(s) (s) (s) (pg/l) (g/L)
IMNZH  8.9+2.0 14.8+2.6 28.8+3.5 262.4+22.1 443.9+35.8
SMN 21 9.3+2.2 14.6+2.7 30.3+3.2 175.7+25.6 447.7+36.2
UAMN 4H 9.1+2.3 14.5+2.4 29.3+3.1 179.9+23.2 443.1+33.9
XTHRZH 12.8+2.4°16.9+2.9°33.6+2.8" 84.3+8.6" 312.5+37.5"

FAH 8.970 7.155 8.806 15.772 16.831

P ﬁ 0.000 0.001 0.000 0.000 0.000

SRR B RS HLER L *P<0.05,

4151

2.3 41 TEG FaINEE il D) EF8 5 KT Lu
5 X R AH HE , IMN 4 . SMN 41 2 UAMN 4]
K{H .REM BFEAL, o i MA BT 5, 2257
HA G245 L (P<0.05) . 5 IMN 4L, SMN
zﬂ&UAMNéﬁK{E REVIWFEML, o fi . MA{H
T, 2R A5 E L (P<0.05), 1L
%3,

R3 B TEGKNE M BEFEIRAKF LB (vxs)
Table 3 Comparison of the levels of coagulation function in

each group of TEG (x+s)

HHl n K{H(min) R{E(min) o ff(°) MA(mm)
IMNZ 40 1.2+02 5.3+0.4  79.5£3.9 71.5%£3.7
SMN 40 1.5+0.3" 6.2+0.6" 71.3£3.6" 68.3+3.3"

UAMN 4 40 1.5+0.3° 6.32£0.6" 70.6x2.6" 68.7+£3.6"

XTHEZL 40  2.6+0.2°  7.2+04° 66.8£3.2" 64.5+3.1°
F1& 13.329 9.727 11453  11.035
P1H 0.000 0.000 0.000 0.000

¥ 5 IMN 4 AL, *P<0.05 5 5 B8 B s f 35 L3, "P<0.05 5

2.4  £4H Angptld CTLA-4 & 25-(OH)D3 K- A%
UAMN 4] . IMN 4] . SMN 4 & # Angptl4 .
25- (OH) D3 /K-l 2 5 T X B2, CTLA-4 /K-
BEMMT XA, 25 B4 %112 5 L (P<0.05)
W24,
2.5 XM B
A SENE S B 45 3R 7%, Angptld 2 25-(OH) D3
5 KAE RV B AAHCHE, 5 o /i MA fETEW]
i IEAH &M (P<0.05) s CTLA-4 5 K (H A7 76 i 1E
P, 5 o i MA FELER R SR OGP (P<0.05) WL
#5,
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R4 HB4H Angptld ,CTLA-4 K 25-(OH) D3 7K P L]

[((x£s),(ng/mL) ]
Table 4 Comparison of the levels of Angptl4, CTLA-4 and

25-(OH)D3 in each group [ ((x+s), (ng/mL) ]

21 51 n Angptld  CTLA-4  25-(OH)D3
IMN#H 40 7.6x1.3  0.5+0.2 10.8+2.4
SMN4 40  4.5£09'  0.620.2° 8.6x2.0°

UAMNZ 40  4.120.8°  0.8+0.2 7.7+1.3°
popiEEl 40 0.8+0.2°  1.0x0.2° 5.2+1.4°

F1H 23.855 10.180 11.747

P{H 0.000 0.000 0.000

5 IMN 4 b, °P<0.05 5 5 15 B s R 3 L, "P<0.05.,

3 itig

WEFEER T, iR AR S R T B MIN OB &
AR EBENRZ —. mlR LAt fe 2E T 1
KB EE SN, /AR RN D-D D g3z B, KL g i ok 1
e BOTE AR, Bk — 2D A8 0 DIRE . AT
SERAR T R B R TR B S
DIRENSENER A2 I

LA 55 7 P o A A e 2 A i, R R 114
R, Al DL EEIE sl 28 PPk /e e i P 5
RN N i SN AN R = )

£5 Angptld,CTLA-4 F 25-(OH)D3 5 TEG 545X E 5
Table 5 Correlation analysis between Angptl4d, CTLA-4 and 25-(OH)D3 and TEG indexes

K 1 R1{H affi MA
i H
r i P1H e P1H r{H PH r{H P{H
Angptl4 -0.498 0.001 -0.520 0.001 0.470 0.002 0.556 0.002
CTLA-4 0.377 0.017 0.115 0.480 -0.415 0.008 -0.391 0.013
25-(OH)D3 —0.486 0.002 -0.443 0.004 0.483 0.002 0.450 0.004

5 IMN 4L b4, °P<0.05 5 5 50 s H 3 g, PP<0.05,

FHEAEFH , DI 4 1A S e B HUAREE R AL, —
SERIF 5 38 1 1B 4 2 TG 7R 3 A AL Bt PLA2R
YUK & BL, UAMN 35 SMN 3 B A L2
UL G W7 RSH 00 0 v Ry e VRS 59 NP 8
Angptld 2 —Fl 70 WA 1, AR HLARBE B AR 5
W R AR T, IR L SR8 1 i AR
AR IO TR I e R 2 A BRI L R R e A SRR A
o BEFEE R 2R B N AR T B rh
B /INBR K 20 B 43 W6 14 Angptld A5 BH I 5 i
XA RS RAL . CTLA-4 > CD28 (1) [a] 43
-, CTLA-4 AT ¥ T 20 i 52 1z, 390 il G 988 oz 25 I
N, CTLA-4 KF-BEAR, 3 BOLXT Thl/2 #% 54305
P B30 51 4 R, DT S 350 T 40 i 52 1o N B %
IO 25 K2 L, 30 NER R 41 R 3 RS R 4
SA I TTRR  AIE fo Ji JRC R JEE 12 05 1 40 2 5
VAR PR B B, 2 17 5% W 1 Y 85 B R g AR
W, AW 4 R R, 25- (OH) D3 B AR AL ff
UAMN & # J5 B Qi %, IF 42 530 T UAMN
BESFHIRN . 25-(OH) D3 XF T35 Mg 55
W 45 1 ARG L VR Y AN A R oAb HR AR A
RS R A R D Y RENS AR 2 41 i
1 AR A M PR R X U 25-(OH) D3 X F
P UAMN %5 i Je oA B2 3 L, [FEF, 25-

(OH) D3 X T AL 4 [ [ s 55 g Joe 1 Al HL Ay e 2
X, 25-(OH) D3 fift = ] 4 i AL A4 &5 H b = B8 1
SEACHZR 5 AL I AU o AR SE 45 SR Ui, 78
UAMN . IMN #I SMN 55 ' Angptl4,25-(OH)D3
CTLA-4 KV AF e Wl 5 22 55, PRIk, 38 38 % MIN AR
# Angptl4 . 25-(OH) D3 } CTLA-4 7K -6 I X} F
Hils R 2 ANLZ W B A R A .

AW 5T 45 T 4278, Angptld . CTLA-4 & 25-
(OH)D3 5 MN £ # #E 1L U 5E 1) A8 L A7 A A .6
# . Angptld ,CTLA-4 % 25-(OH)D3 = %3 i %
MN F8 37 B 41 40 8 2 A L 4 B A 5 PR B e 1
R R RPN R O v SN A A i R
M), AT ] 422 5% B 452 19 52 i) MIN 2R L 1R 258 1L
Uifig.

25 b PR , Angptld . CTLA-4 I 4 /f: % D ) %
XF T WEEPE B RR A B2 B IR YT B TS R B I
Thfie AR Ak W 2 8 2 im K .

S 30k

[1] Zhang Q, Liu X, Zhang Z, et al. A comparison of clinical
features between idiopathic membranous nephropathy patients
with and without serum antibody against phospholipase A2 re-

ceptor[ J ]. Medicine, 2019,98(45) :17658.
(T4%3757)
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i BUN.D-D. Lac. sCHE JK *J- %} i Jiti 8 4= A7 P
ML

RiEg HEET FEE FWE

(# E] BH #HNIERER(BUN) . D-—E44K(D-D) LR (Lac) UGG (sCHE ) 7K %) FE il
RIBEEAARB G TONMNE . FiE 2014 4F 4 J] 2 201945 6 A BEiiiA i 224 () FAE il 42 8 35 1 i
FEN G MR ABEG 30 d AR R AAFAH (152 451]) SET-2H (72 41]) o % bb 2 4N TR A B[] 1M i BUN
D-D.Lac.sCHE /K- Za P/ L5 i filt i (APACHE 11 )15y . 2 4% BT IR ig 25 4 iE (MODS 343, /344
Mg #6555 APACHE Il \MODS ¥4 JCHR M M FRE It 28 24E AP IR BC FMAN(E . 455 1lLi% D-D., Lac,
BUN 5 APACHE [l \MODS 3434 IE4H5¢ , sCHE 5 APACHE Il \MODS #4352 7 F1 56 (P<0.05) ; ABESS 7 d,
BUN AUC{(0.810)>sCHE(0.808)>D-D(0.780)>Lac(0.777) ; FifiiJ7 30 d J& , LA ROC Bk fe b (> WAk
H i fad, 7% BUN.D-D . Lac . sCHE & fa 2 ARG 2H 2 AA it 0t LU 35 25 57 (P<0.05) . &518 I
BUN .D-DLac sCHE 7KF-7E T i A 8 v 5 5 2Rk, ] il RIVO A AP AR 0 St — i i Bcedis S

[KRgR] REA; D-ZRIK TR ; NHGREEHG ; #AENT 2

The predictive value of serum BUN, D-D, Lac, sCHE levels in the survival of

severe pneumonia
ZHANG Jianchang, LAI Yanbo*, LI Panshi, TAN Bingjun
(Department of critical care, Dongguan people’s hospital, Dongguan, Gangdong, China, 523000)

[ABSTRACT] Objective To investigate the predictive value of serum urea nitrogen (BUN), D-
dimer (D-D), blood lactate (Lac) and cholinesterase (sCHE) levels in the survival status of patients with
severe pneumonia. Methods A total of 224 patients with severe pneumonia admitted to our hospital from
April 2014 to June 2019 were selected as the research objects, According to the survival status at 30 days after
admission, they were divided into survival group (152 cases) and death group (72 cases). The serum BUN,
DD, Lac, sCHE levels, acute physiology and chronic health (APACHE Il ) scores, and multiple organ
dysfunction syndrome (MODS) scores at different admission times were compared between the two groups,
The correlations of serum indexes with APACHE Il and MODS scores and their predictive value for the
survival status of severe pneumonia were analyzed. Results Serum D-D, Lac, BUN were positively
correlated with APACHE Il , MODS scores, and sCHE was negatively correlated with APACHE Il , MODS
scores (P<0.05). On the seventh day of admission, AUC of BUN (0.810) > sCHE (0.808) > D-D (0.780) >
Lac (0.777). After 30 days of follow-up, the best cut-off value of the ROC curve was divided into low-risk
group and high-risk group, and the survival curves of serum BUN, D-D, Lac, sCHE high-risk group and low-
risk group were significantly different (P<0.05). Conclusion Serum BUN, D-D, Lac, and sCHE levels are

abnormally expressed in patients with severe pneumonia, which can provide some data support for clinical

AR E . RE WA AR B (201950715001368)
KEHAr . AETAREREREESH, &, &% 523000
*BAZAE A I, E-mail : 740281257@qq.com
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prediction of survival.

[KEY WORDS] Urea nitrogen; D - dimer; Blood lactic acid; Cholinesterase; Severe

pneumonia

A A P s, TR [ AR Al 42 AL R R a5 20.0%
S LA b T RE S % G T AR O [R] A ) 2 T
+, TE R AE KN, 0 ) B BT 5 2R L B E i 2
AE S 1, BN 2 8% 5 V) RE RS 25 G iE (Multiple or-
gan dysfunction syndrome, MODS) X&', JR &
. (Blood urea nitrogen, BUN) J& Jz Bt 5 T HE IR 2%
M EZAE bR, 50 TR PR B DI RERRAS N E ; D-—
AR (D-Dimer, D-D) J& PPAG HLAAREE i Ly GEIR A 1Y
ARG bR , BE L) g S F BR AR RO AR TR B,
W 1E ™o S A, L% AE B G B (Serum cholinester-
ase, S-ChE) /K~F-7r 5 AE [iff ¢ 8 5 Hh BUAS 7] A 2 P
A M, 1L FLAR (Lactate, Lac) 7K -2 T & it
B BT, AT LR A K I BUN \D-D
Lac .sCHE 7K, & FER I 0 5 AE Jiff 48 £ 25 A AR
LTS . BARS BT AN .

1 FRANT %

1.1 — ek

PEHL 2014 4F 4 A & 2019 4F 6 A A B A /Y
224 {5 7 E fifi 9% S8 A M WS X4, ARG A B S
30 d AEAFR DL o R AE A2 (152 1] ) (BB T4 (72
Bi) o 2 HIEARGR CAFER M5 TG i E X
(P>0.05) ,(HEA ] Fotk . HLAGE S ] A A1
BT R A G FE X (P<0.05), W1, Rt
G E L A A B2 B 2t

®1 2H—MBEBLLE [0, (x£5)]
Table 1 Comparison of 2 groups of general information

[n,(x+s)]

I 2=
e (nm152)  (ny) XM PH

I (Br2) 87/65 41/31  0.002 0.967
IR (%) 64.89+3.01  65.07+2.95 0421 0.674
HUIMGESE] (d)  14.38£649  6.07+4.62 9.752 <0.001
ARTEEL 107.49+19.83 84.64+23.26 7.610 <0.001

1.2 R

A FRE - QFFF G 8 E Bl 2 A AR e
QFIPEA PEM R k& T &5 PFW A A
Il PR B ; 348 h A THIZ T P H>50.0% ; D4

G <250; @B E R F B MG I E R E .
HEBRARE : O™ 5 M REAE 7 3 @AF7EIR KB PR
i i 2 v 7 A5 ™ B A @ E R s 2O
WIRESERE s UG T R S o
1.3 ik

25 3 mL K I, 50 12 min, 3 000 1/
min, 53 B WAL : DR 4 A 8 A4 4k 5 B A (7
5+ AU54200) K ) il 7 BUN 7K -, X8 W B H
A OLYMPUS 23 f] , 15 & W [ 8 5% 2 B 7 46
B 5 (h D A BRA R 5 @R FH 3 20k e ROtk
A6 I 1ML 37 sCHE 7K, 3 55 &5 W [ B8 7% 2 BR T 4
WA 5 A R 5 B)2Re FH L 8 32 il 48 /s 1ok A ) o,
i Lac /KPR &0 A BRZ EIF S A 5 A
B A5 @R B 3l L 5 1 5 A 328 I 5 3o A8 0 i
i D-D /K-, iR & H RS S 2 Wi oR ()
AR T, P a4 FRACES R Sl ] 5454 .
1.4 WMEFEbR

OXF 2 HABERT L ABESE 3.5.7 d I ik
BUN.D-D.Lac.sCHE /K- 2 ML B ) fig 518 M
{# 5 31 43 (Acute physiological and chronic healthe-
valuation II, APACHE 11) \MODS ¥4}, @43 #7 Ifil
i BUN.D-D . Lac.sCHE 5 APACHE Il . MODS
WO B . @4 HT 1l 7E BUN \D-D , Lac . sCHE
X T E il 48 A A7 R0 B B AR B . (D43 Hr i 7
BUN .D-D . Lac .sCHE & f& 20 A% fa 41 A fr 2k .
1.5 Gitsorik

K HI SPSS 22.0 #1443 B ib BRECAE | 2 KL
K H (x£5)FR, K50, TR n(%) o, 4
8] LA R FH 2 K56, R FH Pearson #E 4728 P AH G 14
SAT, SR FH 22 488 TAE SR AE il 28 (Receiver operat-
ing characteristic, ROC) 73 Hr A= #7 R 50 #0417 16
K HH R 2% -7 BB i 26 (Kaplan-Meier, KM )47 4=
FEMZ ST, P<0.05 /R 25 S A G it 7 o

2 #R
2.1 241113 BUN .D-D .Lac .sCHE /K F
ABE% 3.5.7 d, EAF4H 1L D-D Lac .BUN 7K

SR FAET-4H , sCHE /K15 FAET-4H (P<0.05) . WL
%2,
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%2 241M7F BUN.D-D,Lac.sCHE K LbEL (x+5)
Table 2 Comparison of serum BUN, D-D, lac and sche levels in 2 group (x+s)

iy i) 21 5] n BUN (mmol/L) D-D(pg/L) Lac(mmol/L) sCHE (kU/L)
A Bt ARy et 152 21.14+6.10 1.75+0.61 4.11+1.06 3.62+0.93
BT 72 22.06+6.83 1.78+0.63 4.34+1.15 3.51+0.95
tE 1.014 0.340 1.476 0.821
P 0.312 0.734 0.142 0.413
ABESHE 3 d Jacyeatl 152 18.97+3.02 1.48+0.28 3.64+0.58 3.96+0.47
FET-4 72 21.53+3.71 1.75+0.36 4.28+0.69 3.48+0.61
1l 5.495 6.130 7.247 6.466
P1E <0.001 <0.001 <0.001 <0.001
ABEHi5d lacveil 152 16.82+2.14 1.21+0.30 3.07+0.72 4.22+0.82
BT 72 21.22+5.07 1.70+0.59 4.15+1.38 3.41+1.06
Ml 0.857 8.245 7.698 6.265
P <0.001 <0.001 <0.001 <0.001
ABESE 7d HEAFA 152 15.24+5.02 1.08+0.35 2.73+0.90 4.49+1.40
FET-4 72 20.89+6.27 1.61+0.56 4.02+1.34 3.22+1.07
A 7.245 8.645 8.500 6.810
P1H <0.001 <0.001 <0.001 <0.001

2.2 24 APACHEI .MODS 4y
ABEH 3.5.7 d, 41741 APACHE II .MODS

PEAMETAET- 4L (P<0.05) . WL 3.

%3 24 APACHEIl \MODS {4 Lb# (i =s)
Table 3 Comparison of Apache Il and MODS scores of 2 groups (x +s)

o 21 5 n NHin) ABE5E 3 d ABEsi5d ABEs 7d
APACHE Il #1453 A 152 22.86+3.71 21.24+3.04 19.06+2.64 17.20+2.84
1) piAmil 72 23.41+4.20 23.36+3.51 23.09+3.85 22.75+4.03

tE 0.993 4.634 9.148 11.870

PH 0.322 <0.001 <0.001 <0.001
MODS P13 AP 152 6.87+0.93 6.03+0.90 5.29+0.72 4.45+0.69
) piAmEl 72 7.02+0.96 7.08+1.02 7.16+0.81 7.24+1.52

tHH 1.116 7.807 17.429 18.917

P{H 0.266 <0.001 <0.001 <0.001

2.3 [fiLjif BUN.D-D.Lac.sCHE 5 APACHE I .
MODS P-4 B 1

Pearson Z&PEAHSCME /T, I3 D-D Lac . BUN 5
APACHE Il . MODS i 4+ & IE #1 5% , sCHE 5
APACHE Il MODS 11532 fAHE(P<0.05) . W7 4,

F4 EEMREFRAHZMEZER
Table 4 Factors influencing the survival of severe

pneumonia

P4 BUN D-D Lac sCHE

APACHEI ¥4 rfi 0416 0457 0432 -0.404
P{H <0.001 <0.001 <0.001 <0.001
MODS ¥4 rf 0510 0544 0530 —0.475
P{i <0.001 <0.001 <0.001 <0.001

2.4 FE M AR AEARRD B e R

g T it 8 A AR AR A R i (A A7 R
0, BET- AN 1), DAAUBEGE R ] A A T8 5
1.7 BUN .D-D . Lac .sCHE . APACHE Il .MODS ¥
SVER A AR &, 40 A Logistic [F 543 Hr AR 7 | 2%
IR, DL ST A4S FE L I BUN .D-D
Lac .sCHE . APACHE Il .MODS -5} 2 55 fifi 48 A=
AR B 252 R 3= (P<0.05) . W3R 5,
2.4 |fiL# BUN.D-D . Lac.sCHE %} 5 i fifi 8 4E 7%
R 1 SR AL

K 2284 TAERAE Hl 28 ROC 43 B A= 771k
W, ABE45 3.5.7 d BUN ROC M4k (W& 1A) ;
ABE% 3.5.7 d Lac ROC Hik (W 1K 1B) ; ARt
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x5 EEMREFRAHZMEZE

Table 5 Factors influencing the survival of severe pneumonia

A B S.EfH Wald/y* {& P OR 8 95%CI
ML =R 1] -1.020 0.416 6.014 <0.001 0.361 0.261~0.498
AGTREL —0.645 0.302 4.560 <0.001 0.525 0.342~0.805
BUN 0.910 0.377 5.825 <0.001 2.484 1.540~4.007
D-D 0.791 0.391 4.093 <0.001 2.206 1.276~3.813
Lac 1.223 0.457 7.165 <0.001 3.398 2.024~5.706
sCHE -0.519 0.249 4.339 <0.001 0.595 0.389~0.911
APACHE [T -4} 1.379 0.514 7.199 <0.001 3.971 2.351~6.708
MODS -4 1.636 0.719 5.179 <0.001 5.136 3.013~8.755

% 3.5.7dD-DROC ik (WK 1C); ABES  3.5.7 dsCHE ROC ik (WLE 1D) .,

100 100 100 100

80 80 80 80

60 ¥ 60 ® 60 & 60

Eﬂ 40 2 40 # 40 # 40

2 AW 3 d BUN = % AR5 3 d Lac B 2 ABi4i3 d D-D # 2
ABi%5 5 d BUN ABES 5 d Lac ABiH5 5 d D-D
ABE4#5 7 d BUN ABEH5 7 d Lac ABE4 7d D-D

0 0 0 0

0 20 40 60 80 100 0 20 40 60 80 100 0 20 40 60 80 100 0 20 40 60 80 100
10045 514 (%) A 100-45 571 (% ) B 100-45 51 (%)  C 100-45 5751 (%) D

WA AR 3.5.7 d BUN ROC £k ; B 9 ABE45 3.5.7 d Lac ROC 14k ; C M APBE45 3.5.7d D-D ROC fHi£k; D M AR 3.5.7d
sCHE ROC ik,

BE1 ROC #i%k
Figure 1 ROC curve

2.5 A Lac .sCHE @& a4l ARG A fE &t b, 2 7% FH
Ffi17 30 d J , DA ROC &k S E BT E 0 MK Gei22iE L (P<0.001) ., LK 2,
fadll i d , KM 4/ 1 278 1135 BUN .D-D |

A5 T PR A HEAE S T R HEAE A T R R HEAE S BT R
1.0 1.0 1.0 1.0
0.8 0.8 0.8 0.8
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A A A
Sos S o6 iy 0.6 E 0.6
E’im 415 S 0.4 5 2 E 04 #1593 z 04 415 4
B -~ BUN &4l BX - D-DEfE4l Bk - Lac i fEdl B -~ sCHE &zl
02 ~ BUN{IGf&41 0.2 ~ D-DAtfE4l 02 -~ LacfikfE4l 02 ~ sCHEfitfe4l
+ BUN mf&4l-K5)5 + D-D Hfadl-Kslis + Lac B fa4l-K5l5 + SCHE Hifadl-K 55
00 - BUN{IEfEAL- KA 00 - DD ISR 00 - Lac Bfedl-KAlIR 00 - SCHE IR/l Kl
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i) A i ] B it il C 15 ] D
I : A:BUN AN ; B:D-D Ak ; C:Lac 474k ; D:sCHE A 711 £k,
B2 &£7FHE
Figure 2 Survival curve
%2 [6-7] = -y 2 - N
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A AR 5 S T R S B
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S TR KO L S0 AR B AE AR OCE . ik BRBUARBE 2015 45 4 H & 20194 4 A7 FA
VT (%) IR A58 L 2R AR 96 1] i 55 15 8 R 96 18] | J I R 2k I8 ZH 2 b A 88 Bl 1 I iiFoe X 42, Kl 3
ZH HSPA2 . IGFBP-2 % [ 26 157K ¥, 43 HT HSPA2 . IGFBP-2 45 (% B I s 2 Wi (8 . I e AN [) i 1 9
PRARFAIE S5 38 4 bR A4S b HSPA2 \IGFBP-2 25 [ 32 1A /K I S RO BRAFAE A OG 1 . 53R s
H ZUbR A HSPA2 IGFBP-2 25 [ FH I 2 1A 3 5 T AR R Pk Mg Al BUbR AR i 55 168 AR L8R AS , 22 7
HA 507 2# 738 L (P<0.05) ; HSPA2  IGFBP-2 % [ 35 5 R 8 TNM 20 8 bk e 2556 88 52 IEAH G,
SRR 2 HUAH I (P<0.05) 5 42 ROC M5Bt , B34 B A2 AUC R 0.800, KT HSPA2 . IGFBP-2 .
—12Wi. it ERE 42 HSPA2 IGFBP-2 & [ 72 # w1 3R 35, JF 5 TNM 733 Ok LLE5 6 78 S IE ARG,
54y bR R B R 6, W LR 3R K1, TSI A W 1% 4 R R 62 Ik

[X8EiE] MRTUEN A2; RS REEARKFEFEAEN ; B TNM 0 S eRReg; s

Expression of heat shock protein A2 and IGFBP-2 in patients with pancreatic

cancer and its correlation with clinical pathological features
YU Yang, XUE Ying, CANG Shundong*
(Department of oncology, henan provincial people’s hospital, Zhengzhou, Henan, China, 450003 )

[ABSTRACT] Objective To investigate the expression levels of heat shock protein A2 (HSPA2)
and insulin-like growth factor binding protein (IGFBP-2) in patients with pancreatic cancer and their correla-
tion with clinical pathological characteristics. Methods A total of 96 patients with pancreatic cancer tissues
who underwent surgical resection from April 2015 to April 2019 in our hospital, 96 patients with normal pan-
creas adjacent to the cancer group, and 88 patients with benign pancreatic tumor tissue samples were selected
as the research objects. The expression levels of HSPA2 and IGFBP-2 proteins in three groups were detected,
and the diagnostic value of HSPA2 and IGFBP-2 proteins in pancreatic cancer was analyzed. The expression
levels of HSPA2 and IGFBP-2 in pancreatic cancer tissue samples from patients with different clinical patholog-
ical characteristics were compared and their correlation with clinical pathological characteristics. Results
The positive expression rate of HSPA2 and IGFBP-2 protein in pancreatic cancer tissue specimens was higher
than that in benign pancreatic tumor tissue specimens and normal pancreatic tissue specimens adjacent to the
cancer, the difference was statistically significant (P<0.05). The expression of HSPA2 and IGFBP-2 protein
was positively correlated with TNM stage and lymph node metastasis in patients with pancreatic cancer, and
negatively correlated with the degree of differentiation (P<0.05). The combined diagnosis of AUC was 0.800,
which was greater than the single diagnosis AUC of HSPA2 or IGFBP-2. Conclusions The abnormally high
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expression of HSPA2 and IGFBP-2 proteins in pancreatic cancer tissues is positively correlated with TNM

stage and lymph node metastasis, and negatively correlated with the degree of differentiation. Monitoring the

protein expression levels can provide a diagnostic basis for clinical judgment of disease development.

[KEY WORDS] Heat shock protein A2; Insulin-like growth factor binding protein ; Pancreatic cancer;

TNM staging ; Degree of differentiation ; Tumor
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2.1 341 HSPA2 IGFBP-2 & 1%k
B B g 2H 4R AN HSPA2  IGFBP-2 45 [ BH 2
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A

2.3 ASIA] I PR B4R AE 2 2 I g 20 2L RR AR o
HSPA2 .IGFBP-2 & (1 #2315

®1 34 HSPA2.IGFBP2EARX [n (%)]
Table 1 Expression of HspA2 and IGFBP-2 in three groups
(n (%) ]

251 n HSPA2 IGFBP-2
JBR N g A R A 9  66(67.35) 78(79.59)

IR B PER R AR A 88 35(39.77)  39(44.32)
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B C

TE - A BT B 5 B R BN 5 11 4 TR AL S UG BE IR 5 C Ay R R P e s B AT
B 1 BRBRSE.BRBREETESS IEF BRARE R K BRBR R 1 My 7 22 [ (x400)

Figure 1  pathology of pancreatic cancer, normal pancreatic tissue beside pancreatic cancer and benign pancreatic tumor (Xx400)

&2 HSPA2.IGFBP-2 & B X BRIREISETNE [n(%) ]
Table 2 diagnostic value of HspA2 and IGFBP-2 protein in

pancreatic cancer [1(%) |

LW SWERTE  SWEURE SRR

HSPA2 197(70.36) 66(68.75) 131(71.20)
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P{H 0.338 <0.001 0.544
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Figure 4 ROC curve
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3 AEIGAKRERE B ERREA LR A H HSPA2 IGFBP-2 EARIA [n (%) ]
Table 3 HSPA2 .IGFBP-2 protein expression in pancreatic cancer tissues of patients with different clinicopathological

characteristics [n (%) ]

HSPA2 7 [ IGFBP-2 % [

I PSS B2 4 FHPE A rE  PH FH P [{ERES r1E  PH
(n=66) (n=30) (n=18) (n=18)

Ykt ELA% (em) 0.110  0.740 0.017  0.896
=3 31(46.97) 13(43.33) 36(46.15) 8(44.44)
<3 35(53.03)  17(56.67) 42(53.85)  10(55.56)

[Tk s P 2240 0.070  0.791 0.036  0.850
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AN e 28(42.42)  26(86.67) 30(38.46)  16(88.89)

&4 HSPA2.IGFBP-2 & B RiA 5IRIRE B & If K mIEE
fEHH X%
Table 4 Correlation between HspA2, IGFBP-2 protein
expression and clinicopathological characteristics of

pancreatic cancer patients
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il FiE 30 H 6 JHilt SPF 9 SD Mtk K BTSN R3% 5 d J5 , SR A B R S HURIKAE Wl B k1 T Z2 4 o
HERBAE(PCOS) KRG, FEALEERE 25 FUMERL, B R0 K BT 1B RS, BRI i 0.2 mL KR H]
ffil (20 mg/mL) , #2214 do Ay 5 FMERAE DX IR4L . e plIh A9 15 FHOHE R, 20 AR, G 55) 2l
R, ARl 5 H, %) IR TR 20 K BRUR itk 49 0.05 mL ZE 3K, 32 14 do AR i 4 i s 711
AR R K TE S 0.05 mL Ox-HDL % (24351 200,400 wmol/L) , 345 14 d. FIcsE K U0 4L 5
BEANA . >R ELTS A S g AR A R 75 W 54 28 2 2 7K ¥ 5 SR HE Y @G Ox-HDL X} PCOS B HLy5 FE
JEZS BYFZ MR 5 2R ] Hoechest33258 18 T 4 (oK I FRUURE AN AR U8 1~ 7K S B9 520 5 SR RT-PCR A6
Ox-HDL X A [RURL 4B Bel-2 . FSHR (StAR J% Bax 3R 33k 1915 FH 5 5K Western blot 2:46 Il Ox-HDL Xif
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W ETHEA£41(P<0.05), RT-PCR 256 % ¥4 B1 Ox-HDL o] 4 fil Jik: 41 il Bel-2 . FSHR StAR J: 1K
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°F-; Ox-HDL A {2 iJF UKL 20 il Bax 28 [ 3R 15 K 2 5 A G 1T 8 L (P<0.05) . 451  Ox-HDL w2 fiff
PCOS K BRI S5 B DR ], 375 J0RE A0 M & A 8 1, 9 3 Ok 4N i 22 40 Wb BE 1 35 L

[REiA]  SAEMim % AR T BURLAIA ; R il

Effects of oxidized high-density lipoprotein on the secretion of granulosa cells

and related mechanisms in rats

MA Jinping, LI Hongjuan*, LI Yanmin

(Department of Gynecology, Zhengzhou Central Hospital Affiliated to Zhengzhou University, Zhengzhou,
Henan, China, 450000 )

[ABSTRACT] Objective To study the effect of oxidized high density lipoprotein (Ox-HDL) on hor-
mone secretion in rat granulosa cells and its mechanism. Methods Thirty SPF SD female rats of 6-week-old
were fed for 5 days. PCOS rats were induced by progesterone antagonist mifepristone. Twenty-five female rats
were randomly selected and subcutaneously injected once a day at a dose of 0.2 mL mifepristone (20 mg/mL)
for 14 consecutive days. The other five female rats served as control group. Fifteen PCOS female rats were se-

lected and divided into model group, low dose group and high dose group, with 5 rats in each group. The rats
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in the control group and the model group were injected with 0.05 mL saline by tail vein for 14 consecutive
days. The low-dose group and the high-dose group were injected with 0.05 mL Ox-HDL solution (200 wmol /L
and 400 pwmol/L respectively) by tail vein every day for 14 consecutive days. The granulosa cells of rat ovary
were collected. Elisa assay was used to detect the serum estrogen and progesterone levels in rats. HE staining
was used to detect the effect of Ox-HDL on the pathological morphology of PCOS ovary. Hoechest33258
apoptotic staining was used to detect the effects of Ox-HDL on the apoptotic level of rat granulosa cells.
RT-PCR was used to detect Ox-HDL on rat granulosa cells. Western blot was used to detect the effects of
Ox-HDL on the expression of Bcl-2, FSHR, StAR and Bax genes in granulosa cells were detected. Results
The estrogen and progesterone levels of rats were decreased after Ox-HDL treatment (P<0.05). The estrogen
and progesterone levels in high dose group were 42.39+4.31 pg/mL and 0.65+0.04 ng/mL, respectively, which
were significantly lower than those in other groups ( P<0.05). HE staining showed that after high dose
Ox-HDL was given to PCOS rats, the cyst follicles further increased, the arrangement of granulosa cells was
looser, and the pathological symptoms of ovaries in rats were aggravated. Hoechest 33258 staining showed that
the apoptotic level in high dose group was significantly higher than that in other groups (P<0.05). RT-PCR
showed that Ox-HDL could inhibit the expression of Bcl-2, FSHR and StAR genes in granulosa cells (P<
0.05) , and Ox-HDL could promote the expression of Bax genes in granulosa cells (P<0.05). Western blot
showed that Ox-HDL could inhibit the expression of Bcl-2, FSHR, StAR protein in granulosa cells (P<0.05),
and Ox-HDL could promote the expression of Bax protein in granulosa cells (P<0.05). Conclusion Ox-HDL
can inhibit the proliferation of rat granulosa cells, induce apoptosis of granulosa cells, and lead to the disorder
of hormone secretion of granulosa cells.

[KEY WORDS] Oxidized high density lipoprotein ; Granulosa cells ; Hormone secretion
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Figure 1  Effects of different concentrations of Ox-HDL
on estrogen and progesterone secretion in rat ovarian

granulosa cells
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Figure 2  Effects of different concentrations of Ox-HDL on ovarian morphology in PCOS rats (HE, x40)
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Figure 3  Effects of different concentrations of Ox-HDL on apoptotic level of ovarian granulosa cells in rats
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Figure 4  Effects of different concentrations of Ox-HDL
on apoptosis of ovarian granulosa cells and hormone

secretion-related genes in rats
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Correlation between serum IGF-1 level in colon cancer, expression levels of

VEGF-C and VEGFR-3 in tumor tissues and lymph node metastasis

YANG Xiucheng', YU Qiong®, GONG Lingiang', YANG Yan'*

(1. Department of Gastroenterology, Tengzhou Central People’s Hospital, Zaozhuang, Shangdong, China,
277500; 2. Department of Pathology, Zaozhuang Mining Group Central Hospital, Zaozhuang, Shangdong,
China, 277000)

[ABSTRACT] Objective To explore the correlation between the level of serum insulin growth factor
1 (IGF-1) in colon cancer, the expression levels of vascular endothelial growth factor-C (VEGF-C) and
vascular endothelial growth factor receptor 3 (VEGFR-3) in tumor tissues and lymphangiogenesis and lymph
node metastasis. Methods Serum samples and tissues specimens were collected from 60 patients with colon
cancer and 60 patients with colon adenoma, and they were divided into colon cancer group and colon adenoma
group. And the normal adjacent tissues of the same colon cancer tissue specimens were served as normal
adjacent group. Another 60 healthy examiners were enrolled as healthy group, and the serum was collected as
control in healthy group. The serum IGF-1 level, expression levels of VEGF-C and VEGFR-3 and lymphatic
microvessel density (LMVD) value were compared among the groups. And their relationship with pathological

features of colon cancer and their interrelation were analyzed. Results The serum IGF-1 level in colon
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cancer group was significantly higher than that in colon adenoma group and healthy group (P<0.05). The

expression levels of VEGF-C and VEGFR-3 and LMVD value in colon cancer group were significantly higher

than those in colon adenoma group and normal adjacent group (all P<0.05). The serum IGF-1 level,

expression levels of VEGF-C and VEGFR-3 in tissues and LMVD value were related to the invasion degree

and lymph node metastasis (all P<0.05) , but were not related to gender and age (P>0.05). IGF-1 was
positively correlated with VEGF-C, VEGFR-3 and LMVD (r=0.68, r=0.66, r=0.55, P<0.05), and VEGF-C
and VEGFR-3 were positively correlated with LMVD (r=0.60, r=0.62, P<0.05). Conclusions Serum

IGF-1 level in colon cancer and positive expression levels of VEGF-C and VEGFR-3 in tissues are significantly

up-regulated, and they jointly participate in lymphangiogenesis and lymph node metastasis, and promote the

occurrence and development of colon cancer.

[KEY WORDS] Colon cancer; IGF-1; VEGF-C; VEGFR-3; Lymph node metastasis
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SR ; @A T iR T s FL I

45 T B AN A bRt - ORI FARUIBRG
7 5 QFF A CH ULIE 1L R IR 23622 ) b 45 1 i
R WibR e . HEBRARE ; DA IF B DI RB FE AT | BR
IHPEC WUBESE 5600 5 Q)™ T 15t 975 1 45 W &%
s QA I NP B A AL T 4 Uik 91 s 2.
W3
1.2 EZHLH

%Pt N VEGF-C Z sl i (E-AB-33567) Iy
H B 3 B e 2R R e A RS\ s b A
VEGFR-3 £ e EPiiA (bs-1083R-1) W4 [ |- 318 4
A YIRHEAE FRA A 5 FRPTA D2-40 FRTE P (ZM-
0465) 14 A At 5T AZ S AE R ARG RS | 5 BRI
I e 5 #9520 1k MaxVision TM i 7 & (KIT -
5002) W [ 48 M B HT A EAR T KA BRAE] 2
LKA (3, 3'-diaminobenzidine, DAB) . {7,327
& (ZLI-9019-10ML) g [ Jb st k2 M AR W FoR
A BRA F) 5 IGF-1 156 fe 22 W B X551 65 (XNDW 36 )
W H AR A R A PR A
1.3 IGF-1 &l J5

FAEZARF I RS EFRIK I 5 mL, AREUM
R 1 il EEK B 92 Rz o e 751 6 106, B 5 20 RS ) a3
IGF-1 /K,

1.4 AT

AW ESY R R B RIAE 4~5 pm AEHT, R

FH 3% 8 AL E AL B 10 min Z247 , 4 9 TR P 484k
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Wy W REL KT . % R £k 2% #h W (phosphate buffered sa-
line, PBS) Mt 1445 , &5 15 min, PBS ifiYk: 3
WK, —H0 ACH 7%, PBS it T4 )5, —Hiw iR
T 20 min, RJ5 PBS F40 ik, T EHE A
Jtiz (3, 3’-diaminobenzidine, DAB) i {4 )5 % FH 7R A
REY, Sk B B R TR R

gl LR O A IR X BRI 5 AN AR B BH
PRI 5 BB 53 AR T 5% 0 0 53, 6%~25%
141 ,26%~50% 2. 18] 2 41, 51%~75% 1 3 41, 15%
DL B A 445 s AR e (s B DF 40, N 6oh 0 40, 7K
FEE AN 140 AR O 2 0 B (Ao 3 4y, il
1 P AR R B 46 S BRI 0~4 S A BATE, 5 43 DA
R B
1.5 730k B 45 %5 B (micro-lymphatic vessel densi-
ty,LMVD) {5 52

D2-40 FH M ™ 4 2R 35 T 94k U8 PN 12 40 it i 3
KA AR, #% B8 Weidner 15118 LMVD, St TR A%
BT RN, SRS T 200 £ B8, P4 S
B EVOM 4 28, LMVD (IO 1
1.6 Geit=5r

& H1 SPSS 21.0 H 1 i# 47 43 Br , i 12t B s
(x +s)ZR7n , PHZL 1] LU 3R ¢ Kz 3, 22 2 ) LA
KB R J7 20 Wi EUR B % 3R 47 4
5, Z 4 2Z 18 P H R RO e B AR . A G
£ 53 H1 2K H] Spearman 45 24 HH 5 73 #1 . LA P<0.05
HESHGIFE L.

2 H#R

2.1 KM IGE-1 K ks

3 21 [8) 1M IGF-1 7K~V LL 55, 45 W i 2 1 3
IGF-1 7K - {25 15 T 45 W Mo 0 21 R e 21 22 S+ A7
it X (P<0.05), WK 1,

F 1 AALME IGF-1 KP4 [(R+s) ]
Table 1 Comparison of serum IGF-1 level in each group

[(x+s)]

211 ) n IGF-1(ng/mL)
il 60 145.83+18.32*
sl R A 60 123.27+12.30
faRRE2H 60 82.52+7.38
Fil 49.538
P{a 0.000

W 4 W 4 SR R 4H LA L ¢=24.829,°P=0.000 , 45 i i 41 S5 45
BRI AL, g=7.919,°P=0.000

2.2 4574 VEGF-C 1 VEGFR-3 2k 1 i Fb i

25 1 e 2H %) 240 B B S5 v R DL AR 6 e 6
#i, VEGF-C fll VEGFR-3 ik 5 FHE, WK 1A,
1B, 3 #H[a] VEGF-C #il VEGFR-3 BH % %35 HL#¢
Z A G X (P<0.05) , 45 79 41 VEGE-C il
VEGFR-3 [ 38 R B 1 5 45 I i Jes 28 s 5%
ZH(P<0.05), WLF2,

A B
T AL £l IR 41 40 VEGF-C 5L BHPEZR 3K B. 46 1 i 41
41 VEGFR-3 S FHPER L,
B 1 ZpREEA R VEGF-C #1 VEGFR-3 2R RIE
(SP % ,200%)
Figure 1  Positive expressions of VEGF-C and VEGFR-3 in

colon cancer tumor tissues (SP ¥, 200%)

%2 &% VEGF-C #1 VEGFR-3 RiX1ER LB [n(%) ]
Table 2 Comparison of expressions of VEGF-C and
VEGFR-3 in each group [1n(%) ]

20 5] n VEGF-C i1t VEGFR-3 [H¥E
gERd 60 37(61.67)® 35(58.33)™
ZEREA 60 15(25.00) 12(20.00)
| 60 0(0.00) 0(0.00)
Pa:! 56.201 54.652
P4 0.000 0.000

4 : VEGF-C FH 1 : 45 W 8 415 8 55 41 HL 48, 2°=53.490, *P=0.000,
25 W 9 25 45 W R 41 HE A, =16.433,°P=0.000 ; VEGF-3 A : :
SE 95 20 5 9 05 20 LU AE , 1'=49.412,°P=0.000 , 25 7 35 20 5 45 11 Ji
JEAH AL, 4°=18.502,°P=0.000

2.3 4R 4T IGF-1 /K . 4141 VEGE-C #il
VEGFR-3 5 5 BURHIE G FR

gk g R LS IGF-1 7K 5 e 4% 41k
FERE IR IRE R TR a5 e B A ok, g e e 4
21 VEGF-C FHMERIA 5 AR B 2 i 75 B Aipk
SEEERS A O, 45 W Ji RS 41 40 VEGFR-3 FHH: ik
HZEBRE MR OSSR A XS BASIH R
X (P<0.05), W3 3,
2.4 LMVD H5 25 B IE C R

Ihh 2L 765 7 iR 20 4 b oA R Y e i 2 X
SR LMVD B 5 5y 1 g oA X, L 2 X Jk
WMEETEESA—, Z 2P 5AIRE, 1 PN DX 2
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®3  HFEAMNTE IGF-1KF HL VEGF-C #l VEGFR-3 RIZSHEBHMEXRR [(n(%), (x+s) ]
Table 3 Relationship between serum IGF-1 level, expressions of VEGF-C and VEGFR-3 in tissues and pathological

features in colon cancer group [ (n(%), (x+s) ]

Jpg B AIE n IGF-1(ng/mL) Pl VEGE-C 4 P{i  VEGFR-3[H¥: P1H

51 5 36 147.28+15.84 0.405 23(63.89) 0.665 22(61.11) 0.593
@ 24 143.93+14.05 14(58.33) 13(54.17)

Y (%) <60 15 144.28+13.04 0.508 9(60.00) 0.878 9(60.00) 0.880
=60 45 146.63£16.22 28(62.22) 26(57.78)

Jif9gd A% (em) <5 23 139.54+14.89 0.000 13(56.52) 0.518 11(47.83) 0.193
=5 37 156.32+16.21 24.(64.86) 24.(64.86)

SrfeRERE mohade 49 136.93+17.66 0.002 27(55.10) 0.027 27(55.10) 0.284
&tk 11 155.52+13.47 10(90.01) 8(72.72)

=R T1-T2 41 132.05x17.34 0.000 21(51.22) 0.014 20(48.78) 0.027
T3-T4 19 156.20+13.94 16(84.21) 15(78.95)

kLS55 H 37 158.73+15.96 0.000 28(75.68) 0.005 26(70.27) 0.017
T 23 133.29+14.31 9(39.13) 9(39.13)

BRI NI FRRR, NITCYIRER . S5
LMVD {8y (3.86+1.14) , 45 I fi 988 41 LMVD {8y
(1.45+0.41) ,J# 5541 LMVD {4 (0.76+0.16) , 2%
a2 LMVD {H A 2 55 125 W i 4l i o5 41 (g1=
15.409, ¢2=20.859, P<0.05) . LMVD {H 545512
TEAR BRI L 2556 754 OC (P<0.05) , L3R 4.

®4 LMVDESHHEREFEXR
Table 4 Relationship between LMVD value and

pathological features of colon cancer

S BRARAE n LMVD P

P 5] 5 36 3.93x1.20 0.677
u 24 3.80x1.14

(%) <60 15  3.78+£1.09  0.408
=60 45  3.92+1.17

Jih9EE B4 (cm) <5 23 3.74x1.18  0.599
=5 37 3.91x1.23

o

IMERRE &Pk 49 3.84%136 0837
54k 11 3.93+1.02

TR TI1-T2 41 3.06x1.41  0.000
T3-T4 19 4.48£1.25

WL H 37 4.76x1.17  0.000
g 23 2.77+0.93

2.5 I IGF-1 541 4! VEGF-C.VEGFR-3 &
LMVD B9AH G734

IGF-1 5 VEGF-C . VEGFR-3 } LMVD & [E
#H % (r=0.68, r=0.66, r=0.55, P<0.05) , VEGF-C

1 VEGFR-3 5 LMVD #] £ 1F 46 % (r=0.60, r=
0.62, P<0.05),

3 it

B 25 TR A 45 R4 RN AR 3 ST O | 5 W e e
REFAE [T EH REH WG4 130", F
RIGTT AL W 1) B EIRIT Ok 4 DL g b
J7 P E L RIRIT TR WRITIE 1S3 N IS
BE S B L R o R G RS R
MR8 R YA . V25T IR S U
BT B AT A2 2 g (=28 A8 (R OG T ik
BT WO R e A 2 Jre W R ) i 5 0 — AL R 9T o

IGF-1 J 3 % i e G B ) B 40 i 18 7
BT HEERNZIREERRE T, s L5 %
W, IGF-1 PRk 2k 1% 45 1 i /)y BRUS 6T BEA /)N
BRUAH LL , Rd A K 218, & s 32 I S B AIG, 169
IGF-1 78 fh g 1 % AL A vl B R g fE . AR
o g R R 5 B E S N R 45 R —3.
3T R AT S IGF-1 38 5 5 H S AR 45 4 1 1%
FRREE G T , 5 8 PIBK/AKT Fl MAPK {5 53 %
T A2 1 96 200 3 5 0 Ak 00 R A0 R T
AR FE I — 43 T 45 R R, R AR =5 em K
O34k IR R B AT UK B4 RS Y 1LY TGF-1 7K
S A A U W A AL UK F /9 IGF-1 n i if
e K RIS R e RS

TE IR P38 2B BRI L 25 75 B AfF 52, VEGF-C
F1I VEGFR-3 J#A 5T A+ . AWF5E & I VEGF-
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C Il VEGFR-3 1E 45 i 98 e el 21 4 358 1,
(SRR i R R S S RS A iU
VEGF-C il VEGFR-3 [H 4% 34 B i) i FI2 Vi A2
O EL A5 56 88 i ¥, $278 VEGF-C 1 VEGFR-3
et es R EMER SR, SHEEE
B AR R A R — B

AWFFE KB, 45 B 4 LMVD {8 B & i T 45
Wl sE A, HAR TR AR B TR A ik 5 A AL
LMVD A 5 i 18 8 B v Fl TG ik [0 285 77 % 2 41
LMVD {5 5 5 , #2278 LMVD {1 5 45 I %6 Ik 15 45 5
B YIM G o TR Mg 30 25 DX 3k (0 4 A B LG
AT 252, IV Jed 20 i oy 1 A8 A Ok 48, A R 1
TR AN LA R EL 5 R AL 0 RIS A A5
R 45 9 40 41 VEGFR-C . VEGFR-3 5 LMVD
BIFAX, AR S LRI R —5, IGF-15
WS R A ¢ (B2 7 5 LMVD A VEGF-C #
VEGFR-3 ik A7 — W FR , B P A O AH & 3¢
MR8 o A WFSE 45 R W R, IGF-1 5 VEGF-C,
VEGFR-3 X LMVD #J 5 [EAHC, #E0 AT 58 5 IGF-1
i g 5 2RSS A S PI3-K 5 Sl L, A S
VEGF-C ik A ¢, 1l VEGF-C E A itk B A b
() S BE R 2, AT % VEGFR-3 DL G 28— & 55
AL T A IR A N B B A, TR R i 2 X
SOV BT AE IO L AE, 3 itk L G5 5 7% A

25 LTIk, 45 W9 135 IGF-1 7KF- L X 4140
VEGF-C Fll VEGFR-3 3 iA ¥ B & 7t & , & 1fi 75 7K
E-HY IGE-1 11 VEGFE-C Il VEGFR-3 4 [ PE 2635 5
45 W Jes kB8 G B B DDA G, BT LA 465 s 1L ¥ IGF-1
KPR I AT AR R — o TR B VP AR 45 7 e AL AR
JE , HE A A T B (8, W] R TR Ay Pt e
KRR AR & . 534N IGF-1. VEGF-C
F1 VEGFR-3 H &2 IE ARG, 2[R S R0mk LA T R,
BH T IGF-1 7K V- 14 7t =5 1l & A%k 9 /> VEGF-C Fil
VEGFR-3 263k , 11 45 i Kk SR B Hrid A%
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2T 2 LU B 5 5 R 65 £ P LT 3% 1 s
UGTIALJEA % 25 PERFSE

EHAT IR FABR FH ONRAH #HRZ LSk

[(# ZE] BHN MEaMEZIUNARREG&EIEL G RO R MAE UGTIAL BN Z 55 .
Fik WUERIT AR G PR = B AR X 2018 4F 1 7 F 2019 4F 11 H 82 TABE 8L LBk 1k
NEH T2 0121 GS F1 CNS &L 67 5] (WLESZ , 5E PR 34 B ) | I3k T[] 300 {e B A A 22 L 67 Bl VE
XTHRA . LR ZH UGTIAL FE [H 52 728 o7 o5 5k R 0 5 45457 BE (R %2 3 A, >R i} Spearman 43 #ff UGTIAL %
PRl 5 728 55 A ol 1 AR 25 5 280 e I 21 3R RE AR DG 1, AR R vk 531 L IR 8 L UGTIAT BRI 7AE 4%
R OMEA c.211G>A (c.1456T>G . c.1061C>T i 45 FEAE 53711 R 62.69% .62.69% A7.77% , 155 T X IR ZH
) 14.93% .2.99% . 7.46% (P<0.05) , 41 [i] 3 [K] 70 450 3 1 4 o7 B RO 32 L 3, 2 R A it L (P<
0.05). ¢.211G>A .c.1456T>G . c.1061C>T 7% 5 4li 5 28 48 34 5 AV i M AR 25 20 5 I 21 22 1 4 22 16 AH
F (P<0.05) ; UK B L ¢.211G>A | ¢.1456T>G |, c.1061C>T 4% & 28 A8 W 4 w2 T/ B )i g L, DU 88 )L
. 1456 T>G 445 58728 BT HAR T/ R R 8L (P<0.05) , 8518 = R X 2L LI e AR 45 & M H 21 % 1.
SE B 5 UGTIAT $: 4 ¢.211G>A . c.1456T>G ., c.1061C>T i 15 58454 5, ¢.1456T>G 4fi 4 58 715 4 rh (K 3
TR R, ¢ 211G>A (¢.1456T>G . c.1061C>T & 4 4= 4 28 A8 B0 32 548 R 7E U AT .

[XgIF] UGTIAI 3£IR ; =7 LI ; Gilbert 85 1F 5 Crigler-Najijiar £Z5-41iF

Study on the Polymorphism of UGTIA1 Gene in Unconjugated Hyperbilirubi-

nemia of Different Nationalities in Yunnan Province during Infancy
KUI Liyue, WANG Mingying, ZHOU Bailing, LI Li HE Xiaoli, SHI Shulan, SHEN Ru
(Department of clinical laboratory Kunming Children’s hospital, Kunming, Yunnan, China 560000)

[ABSTRACT] Objective To study the Unconjugated hyperbilirubinemia UGTIAI gene polymor-
phism in different ethnic groups in Yunnan Province during infancy. Methods A total of 67 infants with GS
and CNS diagnosed in the neonatal and digestive medicine clinics of our hospital from January 2018 to Novem-
ber 2019 in the border areas of Nujiang, Baoshan, Lincang, and Diging Yunnan were collected (observation
group, genetic tests were positive) , and 67 healthy infants in the same period were selected as the control
group. Compared the genotype and allele frequency distribution of the UGTIAI mutation site in the two
groups. Spearman analysis was performed to study the correlation between UGTIAI gene mutation and non-he-
molytic non-binding hyperbilirubinemia. UGTIAI gene mutation profiles of children of different genders and
nationalities were compared. Results The mutation rates of ¢.211G>A, ¢.1456T>G, and ¢.1061C>T in the
observation group were 62.69% , 62.69% , and 47.77% , which were higher than that of the control group
(14.93% , 2.99% , and 7.46% ) (P<0.05). The genotype frequency and allele frequency were compared be-
tween the two groups, and the difference was statistically significant (P<0.05). ¢.211G>A, ¢.1456T>G,

¢.1061C>T heterozygous and homozygous mutations were positively correlated with non-hemolytic non-bind-

AR A AT A £ (2017-11-01-017)
Ve tn, R TILE ERERA, 29, =& 560000
*BAEVEF A F A, E-mail: kuiliyue@etyy.cn
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ing hyperbilirubinemia (P<0.05). Han children with ¢.211G>A, ¢.1456T>G, ¢.1061C>T heterozygous mu-

tants were higher than those of ethnic minorities, the frequency of c¢.1456T>G homozygous mutation in Han

children was lower than those of minority children (P<0.05). Conclusions The incidence of infantile hyper-
unconjugated bilirubinemia is related to ¢.211G>A, ¢.1456T>G, c.1061C>T locus mutations in the UGTI1A1

gene in Yunnan. c¢.1456T>G homozygous mutations are concentrated in ethnic minorities, c.211G>A,

¢.1456T>G, c.1061C>T complex heterozygous mutations are mainly caused by Han population.
[KEY WORDS] UGTIAI gene; Yunnan children; Gilbert syndrome; Crigler-Najijiar syndrome

ARZE G R LR AT £145 Gilbert 255 fiF (Gil-
bert syndrome , GS ) Fll Crigler-Najjiar Z5 5 1iF ( Crigler-
Najjar syndrome , CNS ) 45 , 2 H T4 i I L1 2= - IR 11
T TR % B I 2 %% %% I (Uridine diphosphate -
glucuronosyl transferase, UGTs) [ UGTIAI & [N &
A SR AR B S S B B A R T AR
NRLTRE TR BILETERT A W I, ] 7
B UIBRP e AR A Al e 0 | IH 2138 s 55 /5 35t
i, FE I AR RO SR T, T T B L i
FESY S ENAMIBESE C R Bz A I s L
ik, B & IAT 40 24~ UGTIAT 3 28758 5 A
X, I HRASTEAAE W B IX AR 22 57 &
FI M UGTIAT ZEN 8T A A A AE , 2L
IR 2 W JRIT s S R . BARE A
UGTIAT FE B H AT ST, (H AN ] B rh T B A
[F] ) S AR AL 5341, HAC I TAE L6 A B — L35 71)
WA BEH O A A R A R R . AR SOR R
UGTIAI 2N 57 5 = JLZE GS I CNS R &,
RmRIZWE JRYT GRS ST

1 X&fF*E

1.1 fFRxT%

W B2 T ORI VR 3R e A X
2018 4F 1 A & 2019 4F 11 A stz TA a4 LB
KHEAE N EN T2 86112 79 GS A1 CNS 2L 67 61 (UL
FRAL, S DRURSH I X5 BH 1 ), I 326 T[] 9 it e A 22
JL67 BIVERXT IR . A AbRHE: QK AT RIS
QL FIE = 1 H RS2 TR @ TiRek A
S5 R AR SS A LR L AE , Bl S IHLLER >17.1
pmol/L, AE 45 G HLL K Fir i LA K T 80% , ZIK#k
R R 2 | 3 PR DU RN (380 2
PR LR AT A GS B CNS; DB T HRL KR
HeBrbrf: Q2@ M REIL; Q4 A HaE
(Conjugated bilirubin, CB ) >3E 4% & 141 % (Uncon-
jugated bilirubin, UCB) % ; @31 IfiL . A i [ 21 21 4

JItd (Reticulocytes , Ret) B, Ret>5%# ; W7 B 5% 5 i
(Aspartate transaminase , AST) . N #% % Jif} ( Alanine
transaminase , ALT) 53 & ; @ A E B ; @R "
JL(<37 W) B AR E L (<2 500 g) o A5
LARPER T B A, B LR R XA B
SEHIE , BB ZF AR .
1.2 BORHUE

sk BB R AR | RO RFE S D) hE
T 0L, H AR Bl H B0 Ret THELSE
1.3 PR SR He

i1 B AZ 4 F K . 2 mL, % A R o ke A
DNA 421, & 1] PCR J5 13K M UGTIAL B:H , 51 %F
exonl .exon2.exon3 .exond .exon5 f.1~ H Y EEH X
Bt 1T PCR ¥ 14 F1 DNA B30 7, 5 2k R 2845
AR S W& S 1) o As . OFEAS DNA $2 1
F R I ALY PR 4] DNA il 42 38 50) 6 B0 4 2 B
K41 DNA; @511t , W3 1; @PCR ¥ &
P N AR FLN 20 WL, 6xBuffer 2% i 5
pL, Taq M (5 U/L) 1 wL,dNTP 5 uL, 51 ¥ 4% 2
pL, BEHR 5 WL, INJCTE 25 85 7K 2 25 pl; ) 5%
4 94C 30 s, 58°C 30 s, 72°C 40 s, G £ 35 ¥k ; 72°C
10 min; @WPCR ;=4 4lifk.J5 76 H AB-3500 %4 J37 4%
HEAT ELEZ N T s @I F SR F BioEdit & A ) 13
A B O N TR, RS B R ) A o B
NG_009254.1 Fl1 T it 18 1) SNP 7 gL i 47 L X, 9126
5 AR A, XA S BT E Y )P 81 #E 5 PCR I I
[ia] YU I A UE 52 5 © 5 445 S ] Chromos & [A] [3]
T2, 1T Mutation Surveyor4.0 35 43 47 %8
A5 {37 45, F HGMD B 25 1) .
1.4 WMEHEIR

OxF L PIALIG IR Bk, @ LI UGTIAI
DR G AR A g BE PR AU 5 A 6 SRR R o A . B3
BT UGTIAT B H %72 5 AR i i PR AR 45 & AL = IH £
RIMAE M. @ Es RS
UGTIAI JEHZE il I C R o
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Table 1  Primer design
LR
Lot S (5-30) o fi;‘)’; SN
Exon 1 1E 7] : GACACAGTCAAACATTAACTTGGT 1127 95%C 2 min; 94C 30 s,58C 30 s,72C 40 s, G 35
JZ 1] : TGATGCCAAAGACAGACTCAAAC 73 72C 10 min
Exon 2 1E M : GGAAGTAAAGGAGAGGAAAATGC 183 95%C 2 min; 94C 30 s,58C 30 5,72 40 s, fEFF 35
JZ 7] : AACAATGACAACAACCACAACAA ¥ ;72C 10 min
Exon 3/4 1E 1A : AAGTTGCCAGTCCTCAGAAGC as1 95C 2 min; 94C 30 s,58%C 30 s, 72C 40 s, ff# 35
S 1] : TTTGAAACAACGCTATTAAATGCT K ;72°C 10 min
Exon 5 1E 18] : AGGCAGGAGGATGGCTTG 253 95C 2 min;94C 30 s,58°C 30 s, 72C 40 s, 35

J2 I : GGGGGCACGATACATATTCA

K ;727C 10 min

1.5 Geit2Eirik

K H SPSS 22.0 i it AT £ b 31, i1 Bk}
Ph(x+s) R PHALE] LA e K, THECSE R n
(%) 3R AT K5, K F Spearman #F 47 AH ¢ 43
Bro P<0.05 hZESAGI7E L,

2 FR

21 WA — R
R oy N RA S N R e 1 N [ EA R A NS
YA TR 3 R LC RO B AR TR L,
LR TG (P>0.05), HAR P, k2,
*2 WANEKAR L

Table 2 Comparison of clinical data between the 2 groups

ML popiEEl ‘
/ P

(n=67) (me7) X PHH

EHT) 12.68+3.01  12.51+2.95 0.330 0.742

fitnty ) 38.54+0.67  38.60£0.71 0.503 0.616

H/EARHE (kg) 3212026 3.26+0.30  1.031 0.305

R

PR (/140 37/30 32/35 0.747 0.387
MLLEM (g/L) 128.44+12.23 130.04£10.13 0.825 0.411
SRR
(LO'L) 8.55+1.01 8.43+0.96 0.705 0.482
M FE gy X
SIS 37(55.22)  35(52.24)
RFLA 22(32.84)  20(29.85) 0.951 0.622
RA SR 8(11.94) 12(17.91)
5y
&ﬁ% 37(55.22)  40(59.70) 0275 0.600
DR R 30(44.78)  27(40.30)
C R 0.98+0.11 1.0120.13 1442 0.152
(mg/L)

2.2 Wit UGTIAI KR 58 A8 A7 1, 3 PR 77 55 25 {3y ik
SRS N R
17 UGTIAL =5 B F I 7 \HGMD $045 [ 45 1)

1 Alamut ZJBERAF 0, & B 3 > HARSE A1 &
JIELZT 3R M AE SO AH O A S AR A, 23 2 < 1 5 Ak
F c.211G>A ;5 54N T ¢.1456T>G ;3 4 i 7
¢.1061C>T ; P 4 5 A8 A7 i Ak PR R AR 467 7 i A A
A 454 Hardy-Weinberg “F-£ (P>0.05) , B A
BEAC M M4 ¢.211G>A . ¢.1456T>G ,c.1061C>
T {37 A 5875 2% e 5% HR AL (P<0.05) , 201 [7] Bk A A
RMAEAEERBR AL, 22 7 BA G B X (P<
0.05), W3,

®3 UGTIAI BERAREMREFHBSEMERMES

[n(%)]
Table 3 Genotype and allele frequency distribution of

UGTIAI mutation site [n (%) ]
W2 X R

il )
A (n=67) (neo7) X1 P
c.211G>A
F AR (GG) 25(37.31) 57(85.074)

B RAT(GA)  30(44.78)  10(14.93) 34.488 <0.001
i A9 (AA)  12(17.91)  0(0.00)

AR AR 42(62.69) 10(14.93)
ZENLFEN G 80(59.70) 124(92.54)
s 39.740 <0.001
SEATHE A 54(40.30)  10(7.46)
¢.1456T>G
BFAERI(TT) 25(37.31)  65(97.01)

ZREGRAR(TG)  12(17.91)  2(2.99)  54.921 <0.001
A5 RAAM(GG)  30(44.78)  0(0.00)

GRAR AR 42(62.69)  2(2.99)
ST REIN T 62(46.27) 132(98.51)
- 91.474 <0.001
LN G 72(53.73) 2(1.49)
¢.1061C>T
BpAERI(CC) 35(52.24)  62(92.54)

IREFREM(CT)  30(44.78)  5(7.46)  27.373 <0.001
ali 5 5828 H (TT) 2(2.99) 0(0.00)

GRARH 32(47.77)  5(7.46)

SERFHEN C 100(74.63) 129(96.27)

s 25.237 <0.001
SN T 34(25.37)  5(3.73)
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2.3 UGTIAI B:H 578 53k PR AR 45 6 2 = I
21 K MUAE B A S50 Hr

¥ H1 Spearman #E 47 AH ¢ P43 07, ¢.211G>A |
c.1456T>G . c.1061C>T 2 & 5 4l &5 5 ¥ 5 R i
MPEAESS & R AR LT F e 2B, 2 R A 5
P L (P<0.05), WK 4,

F4 UGTIAI BERZESFAMMEFLESESELERR
k=P Sk
Table 4 Correlation between UGTIAI gene mutation and

non-hemolytic non-binding hyperbilirubinemia

UGTIAI H:H 575 r{H PiH
c.211G>A

F RAET(GA) 6.749 <0.05

4l 5 5848 T (AA) 3.056 <0.05
¢.1456T>G

ZRERBI(TG) 4.305 <0.05

a5 R (GG) 6.028 <0.05
¢.1061C>T

F AR (CT) 5.417 <0.05

a5 AR (TT) 3.615 <0.05

2.4 MR ES UGTIAL 3N 78 S35 1 %6 &
Lt #5

AN TR} AN [R) B % A8 )L UGTIAT H R 45 Aor
MERB IR, ZR LS IF¥E X (P>
0.05) ; ILJ% B )L ¢.211G>A | ¢.1456T>G . ¢.1061C>
T 2% & 58 A8 R & T/ B R L, DU i L
c.1456T>G 4li A 28 48 # 5 R AK T /0 B )R % L
(P<0.05), W35,

3 itig

GS st A& PR AR i P B bR UL,
AR NI R P05 CNS-TT 6 3H y vp 8 5 H 21
FAAE , HARLL R AP AT AE R L L 23R R
TEH BT R B R S A e T Rr e o, i
M & A A AL Dy fig 5 0 s CNS-1 R SR B0
CNS-I B JLHE 7E AR SR 2V BUR AL T ILL =
PR

PG A 2 il R B, AN A R R AR 25 A 1 s R
Z1 FMAE E H A L c.211G>A =75 (5 [ T4
PP B0 ol il R R H BT L. ARF ST 45 AR 4R
UGTIAI %M ¢.211G>A . ¢.1456T>G , ¢.1061C>T {37
MR BB S GS LCNS & R A . UGTIAL J&
PR T8 1% 83 %6 W T 152 7% % 1% (UDP-glucuronosyl
transferase, UGT) 1 ZZJiE P48 —4 T, X UGT
PRI E AR, UGTIAT JEIK Bt 4 i i 7= 4
JIR 2T 2 PR W TR i %60 M R PR % A% 8 (bilirubin
UDP glucumnosyltrasferase, B-UGT) , A] ¢ #F JF 4%
A IRLL REEAS N gE G R 2 UGTIAL %
278, U UGTIAI 55 1 A8 F 211 i G>A 22 A R
A5 SEI RS R 71 07 H &R (Gly ) 28 Aok & iR
(Arg) ; UGTIAL %5 5 54+ 1456 fif T>G 4= 5 5
A BT BRI (Tyr) 28R R ITA 2 (Asp) 55,
PRI ffi B-UGT 1% M B AR B sk b , AR 45 & 2L %=
AW T TR AL R RS, AN REHE AR AT, DA TTT 3 B AR Y
AL T, M5 GS .CNS Ak, HAR
WF 58— 26 40 Bt & B, ¢ 211G>A | ¢.1456T>G ,
c.1061C>T 24 & Hali A28 B ¥ 5AE eSS &

x5 MH.RKE UGTIAI BEREZRIEMERLE (0 (%) ]
Table 5 Comparative analysis of the relationship between gender, ethnicity, and UGTIAI gene mutation profile [n (%) ]

c.211G>A H:pH ¢.1456T>G ¢.1061C>T
15 no BPERL JeRo8ARnl i G oA PR RGO ali G osAR i BRAER R g8 AR A gl G AR Rl
(GG) (GA) (AA) (TT) (TG) (GG) (co) (CT) (TT)
PES
5 69 42(60.87) 20(28.99) 7(10.14) 47(68.12) 10(14.49) 12(17.39) 47(68.12) 20(28.99)  2(2.90)
u 65 40(61.54) 20(30.77)  5(7.69) 42(64.62) 6(9.23) 17(26.15) 50(76.92) 15(23.08)  0(0.00)
PRl 0.263 2.025 2.690
P 0.877 0.363 0.261
[
P 77 38(49.35) 32(41.56)  7(9.09) 62(80.52) 15(19.48)  0(0.00) 45(58.44) 30(38.96) 2(2.60)
DERIG 57 45(78.95)  7(12.28) 5(8.77) 27(47.37)  0(0.00)  30(52.63) 52(91.23) 5(8.77)  0(0.00)
P! 14.282 57.049 17.773
PAH <0.001 <0.001 <0.001
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RS IR 2T 2R MLAE 2 EAH DG, i — 204 uE T DL A
P 5248 5 GS CNS &A1 K, iX Al R lifi K12 Wi
GS .CNS Jz M\ igtf& K Pk — 20 3R GS .CNS & i
J AR IRIE S %

ATAPE S L UGTIAT JE R 4507 i FE DR R 4y
A LB AR, , B 5 UGTIAL B A 58 48 To W]
i Hy 5 % . Abudahab S % " GE WK, R
UGTIAI 3R 58 25 45 AN [R) B Ji% v v] A3 AN [R) 1 28
AR A . HETE N OCF UGTIAL SER AR 1E
AN TR] B Hh B4 i A A DL A 5 6T A T 5 SR R
7% UGTIAT 3:H ¢.211G>A . ¢.1456T>G . c.1061C>T
RAERAERABOR T EE P DR NBET,
c.1456T>G 4li 5 588 4R rh AR BL7E DB R v, By
Tl S S | e DA T 40 Lhe A o 43 P ) A 7 3 TR A
DU, LA 8 B AN B i DR A &5 A 2 v 2T 2R i g
(4 SR A et St 1) T (16 225 {3 ol o G [
25 S TE AL W 28 A 18 5 Ze iR, A
WAL ZATE T, 2= P UL A 1 25 s X A 46 1
W W RS 2 DR R GRS SCrh g — K A
S/ E R, 1 A B B LR A D RUR % UGT1AT
SR AR TS, HR BB DR — A, F IRy
REEA G HTIRA IR

25 LT, X 2 U RS S PE L R i
JE K& WG 5 UGTIAL 3 [H ¢211G>A | ¢.1456T>G,
c.1061C>T i S5 725 A 5, ¢.1456 T>G 4l & A8
TRIAE BRI T, ¢.211G>A ¢.1456T>G .c.1061C>
TR A7 AR BUR F B PR AR
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1iLiFs HBeAg %€ trfar M A alk Ji
HAEmW OKRFART BB

[ E] 4K, 2RUFR e Pilil (hepatitis B e Antigen, HBeAg ) &2 17 K6 Il £ AR A Wr €115 & J ,
FEE HE i, A 2 H AT ELE R S R E A SR IG R FB AN . LT HBeAg SE SK T
95 B A ) AL U 03 LA A PR - VR B R 2 A (ALT ) T =y G 48 AR & DI A 56 o FE 2K HBeAg A2 1 /K1)
TR £ — R T LR (PEG-TEN) A (R) 2% (NAs) BYI7 205 1697 i 72 Hh S ) HBeAg [ K
S KR BE AT R JIORS o 000 B0 7 25 W 0 8, A B T R I R S U B AN [ AR SRR T

o ASSCHR E T HBeAg 78 it Al 46 A S AR AR IV 5 T 1 3508 i2F Al — 253 , B 78 I AR 15 T 41 Wiy
%\%‘Jﬁf A e PLAIR YT O 2255 TR SIS AR

[RBIR] CRNFR ebilat; & wkaill; FHOCHIT

Advances in the quantitative of serum HBeAg and its clinical significance

CHEN Xiuli', ZHANG Xuedong®, DAI Erhei'*

(1. Division of Liver Disease, The Fifth Hospital of Shijiazhuang, Hebei Medical University, Hebei,
Shijiazhuang, China 050021; 2. Autobio Diagnostics Co., Ltd, National Eco &Tech development zone,
Henan, Zhengzhou, China 450016 )

[ABSTRACT] In recent years, the quantitative technology of serum Hepatitis B e Antigen has been
developed continuously, from qualitative, semi-quantitative, to the real sense of quantitative detection. It is
gradually popularized and applied in clinical practice. Serum HBeAg level is well correlated with virus
replication, liver tissue damage and elevated Alanine aminotransferase. Baseline HBeAg quantification can
predict the efficacy of Peginterferon and nucleoside analogues. Real - time monitoring of HBeAg level can
predict the efficacy more accurately during the treatment, and guide clinicians to make individualized plan.
This review summarizes the current progress in the field of HBeAg quantitative detection technology and its
clinical application.The purpose is to provide a theoretical basis for clinicians to judge the illness and guide the
selection of treatment programs.

[KEY WORDS] Hepatitis B e Antigen; Quantitative detection ; Related research

ARk, & B R i B (hepatitis B virus,
HBWV ) Jgk Y 114 S 55 3 A6 I 5 72 A W i 390 70 B8
HBV DNA . HBV RNA HBV 3 [4] & 51k DNA
(covalently closed circular, cccDNA) & &= ¥ ] |
HBV J [R5 5 R 58 A8 v sk i L & Y JIF R A0
AH &P )i (hepatitis B core-related HBcrAg ) £ il 77

E AR B AL 2018 F AL E A AR E SR X R

PAHAk ) 7R m PRZ e 0 . HBV I bR
BYEHE T R FHTR (hepatitis B surface an-
tigen, HBsAg) . £ I R F I HT 1A (hepatitis B sur-
face antibody, $T-HBs) . HBeAg (hepatitis B e Anti-
gen, HBeAg) . & %I iF & e $ii 1A (hepatitis B e anti-
body, #L-HBe) . & B JIF & #% 0> Bt & (hepatitis B

F8h R B (20181079)

YA LML ERKEWEERETHLER, FRAFRP, T, & % E 050021
2. FRN 22 B ) TAZ A A PR S B P AT, #RM 450016
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core antibody , $iL.-HBc) , ZNFR & JH FL 3, B LAAE 1Y
E PERS I 2 J o o e A I, T T IR Y
PR, 2RI R AR . AR SOX UL T HBeAg 5
A I R i J 17 HBeAg & & 5 HBV & ifil |
JHAH 507 e 18 2 8 DL K Beis 2236 97 T I R4,
YEHISE DT I AT 453A

1 IMi% HBeAg E = MF K0 E

BUE H AT, AE QR30I b S Ak 2
KB R B HEXT HBsAg FIHT-HBs #E17
SE AN, 56 [ B (architec ) 2 7 4G I A9 AR & T
I BE Lo il B (sample absorbance/cut off, S/CO) ,
Fii 1+ 2 K (elecsys ) 2> Fl A AL AR 5 1ifs S AE 48 %4
(cut off index, COI) , ¥ IfiL 75 HBeAg il “ 2 ¢
AR T A IR AR A 45 RE LLIEAT L
B R L) HBeAg € 5t 275 W) o A e (AR
2 bR UE I 26 B AT 5230 HBeAg (W4 X E &, T
WA 2kl S Y B, H T4 K 5 0F o0k
% [#] Paul-Ehlich Institute #2 £ () HBeAg Z % ¥
Jii, BV PEIU/mL. A7 2% 34 A & T HE 55 ok +
it B 43 AT 2 40 1305 HBeAg 72 8 A I 77 1 , 3 ffr 7
A6 I Y Bl M 0.15~200 PEIU/mL, 3 7] DL i 4
ML X AR AT B S EA TR o BeAh B 2
ML T P K Elecsys & 4t 19 5% #0420, Bl HBeAg
(PEIU/mL ) =COI F£ A x0.222 , it 23 20 7] % 45 5 hy
1~1000 COI 1) HBeAg #7172 & , #iid 1 000 7 AJ
FH I I3 1240 B B S5 BRI = o 4Rk, B N
AP T RAEAR SR B OEKE I 2R GE Wt & T, SR
T X O I 4 RN, A v HBeAg 485 b
SE AR AL T AT SE A AR S

2 IMiEFHBeAg EEMEMIRKEX

2.1 [fil{& HBeAg & 5 HBV & il 1 R

HBV H % S 5 & B, fe sz it 52 9] (immune-
tolerant, IT) HBV & il {if ik , Chen 45 42 ifi % 1
HBV #45 # I1% HBV DNA 5 HBeAg & 22 L F1
AL —3, 1ML 7E HBeAg K EYE IR A, #H 22 34
B9, B KT HBeAg R A R4 7R 5 7K *F- HBV
DNA, S/CO K 768 1) i34 th , 94% & 3 1L 7§ HBV
DNA >2107 copies/mL. 2141 HBV cccDNA #
IM7% HBV DNA 5 BB v fff iz WLl o e 200 B i B3 i
Thompson %5 "' #fz i HBeAg & &= 4 Il #§ HBV
DNA .HBsAg DL & i 44 21 HBV DNA 7K - 1. 3 #H

X (B2, 5ATLHZI HBV cccDNA & & B AH 6 R 5
9 0.400 1(P=0.111 5) . 5K HESES % Bl HBV #5747
H 44U HBV cccDNA 7 it 4 (5.66+0.93 ) log %5
Dl/mg, IfiL¥E HBeAg 2 4 (1 065.80+679.84 )PEIU/
mL, i 2 (8] JoAH e (r=0.152, P>0.05) . K1,
2= FHE S PRIE S T 4H 41 HBV cccDNA 5 5 5 1 7
HBeAg /K *F- i 2 4H 56 (r=0.676, P<0.01) . 24 A 1Y
WEFEXT G AN TR, A Ty vk A 8 — 45 I R vl B & F
FEGE IR SR A, 25354 55 0 >R FH I ] 43 PR
Fe b o Mk, i A B 5% 1 Ry Ab 2 B S e 4y
Mridio J34h, WF5E 45 R ml fig 5 HBV i -C (pre-
C)/FANZ 0 )8 81 T (Basal Core Promoter, BCP) &
A5 DL K58 N R B 3 PR RS TR) A 56, 1L HBeAg
5N R I AR O R AR B 4 O T
Mg EREMAEAERA SR, HI, G HBeAg
5441 HBV cccDNA w1 & R Mg Bt —4
WFFE AL
2.2 PC/BCP &7 X} IfiLiE HBeAg i 1452 0]

HBeAg 7] i5 3 St £ it 52 , A il HBeAg Y
/b n] R A AR g it 2 AT A G . HBV Hij-C X
ntG1896A iR AL, v LI F 24 28 i 2 JE 2 (aa28)
M 2R TGG 78 2 1 %1% TAG, fEFHLIET HBeAg
B B, AT 38 A HBeAg 5% B 1M bt -HBe PHEE ',
1M H., 1896 78 5 1 J = HA HBV J D] AU AR 7F -
B~E JE K R (1) G1896 5 T1858 it %} T T 1l (1) 45 ¥4
AFEE , ntl896 1) G A8 54y A i £ #4 AR 345 5 1M
A FIF KL R 1Y nt1858 & C, 5 G1896 4 M4 ka4 i
) C-G Xt , MR b & 4 i C X ntG1896A 7% 5 .
HBeAg K H:Fii 4 &1 7F H 3.5 kb A HT C mRNA, ifif
BCP 7 1Z mRNA 1Y% 5% . BCP 28 5 23 [T C
mRNA 55 S 340%, R R2 1 HBeAg BRI IL,
1 B HBeAg [ 1M i Ze LAY () HBV Jgk g™’

B LR C JE R AR L, B BE R AL G & A
PC 2878, fif C SL M AL 5 & A BCP 28748 . A4 WF5TiE
52 HBeAg FHYE1E 4 £ Y B & (chronic hepatitis B,
CHB) 345 1, PC/BCP 287 /L # 1L 7% HBV DNA 7K
B I T B AE B AR . Thompson 45 & BEL
7E 61 1§l HBeAg [Pk CHB 3% b, B A4 AU A 27
], PC 978 \BCP % 7% . PC/BCP [A] it} 58 748 2 43 5]
410,22 .2 4], PC/BCP 2&4% H % IfiL i HBeAg 7K-F
W AR T8 AR B AR S . HTITE HBV DNA A5
X Fh 25 S ARORAEAE , R th T 2k R A i Ik
HBV DNA & il 4111 i & b HBeAg 7K V- FEAIK .
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I, PC/BCP 2875 b 1)t B2 1t UL T HBeAg i &
I REARE: B R 22—
2.3 JFEZI I HBeAg & it 5 HBeAg H K Wi bR
PIEEPS

Fil 4= 3] HBV 4L 3 () HBeAg F & 11 2k AR
fik, HBeAg/#it-HBe H K I35 5 4 22 IR 7E
P R 1 (immune - clearance , IC) , 4F & A= R4 K
2%~15% , HBeAg B ¥4 57 HBeAg/ii-HBe IfiLiF
e R AR A 2 1% kR IFREAL , O LA
HBeAg [fil. 7% “# it Jo , HBsAg 4F 15 B R 20 0 0.5%
~1% , 1M HBeAg = [ 4% ) H 5 1l 3 79 24 R 2 S
# [if# (alanine aminotransferase, ALT) I 2 ¢ /) ,
HBV DNA & 8= /K ¥, Song 4" H B Bt /i 1
AEHT HBeAg/4L-HBe IfiL T 27 e 4 L4514 15.9% (18/
113) , 28 Ji] iif HBeAg % 1 4 1.53 log PEIU/mL f)
FLRAE , FH T 5E 1 4E0F HBeAg/Pi-HBe H & 1M i%
2t o P SRR R S R L PH M SRR | 9 T
{853 9 R 94.4% . 60.0% . 30.9% ,98.3% . A It ,
HBeAg/9ii-HBe [ & Il 2 % ¥ 5 B35 HBV 2 A
B AR ML ALT 7K D J 34k HBeAg i 7K
K,
2.4 I} HBeAg i& i 5 HFHL W 1Y 5 &

5T R, M3 ALT 7K 0T DLz ke S 448 it
PAE TR E , L% HBeAg & 2 B I, ALT /K3
SR REM . Li S URGE IT B m KR
HBeAg FR2: I [ K, ALT 1E% , FF4 4% o B 5
B R B R RE SR O S 0 I 2 A AL ) a2 i 1C 1A
PR X HBV oy I 2258 50, 9 HBV JEGL 1 141
it % G g Tk s/, AT HBeAg /KRG, ALT
Fre o A BT, 1IC A9 ALT 5 1iL7% HBeAg /& &
KSR E (B=—0.290, P=0.018) ., Zeng %"
WESE M HBeAg & 1 K-V 5 IC W 35 1Y 41 48
RAE 53 G S EF 4 Ak 3 390 25 R OG A OC R AL
43 9 A 0.304 1 0.371, (P<0.001) . A It , 1L 35
HBeAg 5 it 5 AT 42U 0 P B S AR A G
2.5 Il HBeAg & &t £ HI Wi i P HBV JE e
1 12 e v R 7 X

M RR DG R AL | R R 9 HBV DNA
HBeAg /K518 P 2 B R 8838 BEAIG, $27m 1ML
HBV DNA HBeAg /K V-5 2 BT 5 3597 1) 32 e e
JEEGASE . IT #3% HBsAg Fll HBeAg <& /K F
5, HBV DNA i & 5 T 200 000 IU/mL; IC 34 1fiL
1 HBeAg /K-FIk T 1T ], 2 %] ik 3| HBeAg Il

T e B fi HBV DNA f ] . Wang %5 " 4f 18
IT F1IC ] HBeAg /K- 73 51| 2}y (1317.9 £ 332.9) S/
CO Al (673.4 +562.1) S/CO, P<0.001,ROC £/
Br ¥ W75 , HBeAg >1 118.96 S/CO 1] D) X 43 IT
FIC W1 A B E Ky 852% , K FE H 75%
Ut , 7% HBeAg & 5t 1] LA WG I R0 H0 DBr 28 3 95 17 48
b, DLRIX 43 SRR RR 9 5340
2.6 Il HBeAg »& £ CHB & HUW R IR T
(R PFAk A
2.6.1 Il HBeAg & £ R & AL T £
(Pegylated interferon , PEG-IFN )y ¥7 H %) Ft il 4/ i
TE PEG - IFN 4 J7 of # 1 i 17 HBsAg #il
HBeAg & sk I, 7T DL BE G- b 300000 45 00 35 27 1o
ZHF HBsAg # B v 4 . FEZRRHIESE T30
JT (baseline-guided-therapy , BGT) % % 7] L1 iR 51 T
W EIGIT RS L4k HBeAg /& 1 L T
BEPLHBV IRTTRCE , WAL IR Y7 774 o Fried
L1014 16 PEG-IFN YA YT 48 J& 1Y) HBeAg [HE CHB
B3, 548 HBeAg<31 PEIU/mL , HBeAg 31~1 294
PEIU/mL .HBeAg>1 294 PEIU/mL 3 41 8 % 1514397
45 JHE, HBeAg/ i - HBe Il 5 2F &% 4 R 43 51 Ny
54% .26% .24% (P<0.001,95% Cl 1.33~2.4) , W%
18 F18JT (reponse-guided-therapy , RGT ) 7 W& AR 4
PEG-IFN 7 B0 (12 Ji 58 24 J8) (4 224 10, i
M= 24 )5 R A N8, 18 IR YT 7 R W% . Tang-
kijvanich 25 * % i PEG-IFN J&JT 24 J& i}, HBeAg
TRERTF 2.0 log, & T 1 4F N HELL0 B 5 W &
F1 HBeAg/47i-HBe Il 15 27 5 45 (1) FL IR AH , UEPE 1
BF A T A1 43 531 Ky 85% F11 92% o — 517 YH AIF 5% I
52, PEG-IFN 497 12 Ji 5% 24 A #1461 HBeAg &
i, X} HBeAg/4it-HBe I 27 4 4 R AE B AT R A7 1Y
T, BRI, 7R IR T ET AR YT i R )
W5 HBeAg 5& & , A KLU | S It 15 HBeAg Ifil i
el A B TR T T %
2.6.2 il & HBeAg & & fF #% (MR ) KU W
(nucleoside analogues , NAs ) J&547 H A 000 47 (i
NAs fig 9% A & #4176 HBV & il , {2 il 3
HBeAg/#ii-HBe #4ft A 5>, Wong 55 W58 k&
R Fs 74548 =6 (tenofovir disoproxil fumarate , TDF) J&
¥7 384 J& Ik HBeAg/Hi-HBe I35 24 5 48 52% ,
FE LR TG T 24 JA IF HBeAg 7 43 9 N 1.63 log
PEIU/mL #10.90 log PEIU/mL, AJ L) il HBeAg/4i-
HBe Ifil i 2% %% #t (P=0.002) , 3f H 4 J7 24 J& i
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HBeAg E PR T 2.2 log 5 KA A 5 D B i
H 1) HBsAg 14 KK (38% vs 15% , P=0.03) .

Shin 45"V Hz 18 B E: K 5 (entecavir, ETV ) 1577 3 4F
) HBeAg/4iL-HBe IfiL i 2 #4462 4 31.7% . Kwon
S0k L2k HBeAg 2E 1t <360 PEIU/mL, D) M2 if
7 12 Ji It HBeAg T[4 1 log, AT LAFIIG YT 1
AF 95 TF 2% N 25 Rl HBeAg/4t -HBe IfiL 15 27 55 46t .
KL, 76 NAs Ja 97 b #2 vp, #5000 1l 7% HBeAg 4k
IKAF B A MDA YT L S S i ] 5 HBeAg /K F
JT B B % T SO s w7 LA R L

3 INEERE

HBeAg & 2 fo il 2 3T 41 ok & I3 27 b i
Yk I+ AR B 2R 2, & HBV DNA & 7 £ I
(4 7T , F4k HBeAg & 2 0 #ilil] PEG-IFN I NAs
(F7 R IR YT 1L B rp SE A W HBeAg FEAIGIR EE, mT
TEIIUAR o T50I B0 BE 25 W97 R, 5 R 22 0 )
EFAIRIT TR . 2 A Sk 2E BRI CRRE o ik
SR TEAR SRR 2 L AR K 17 HBeAg
JE T, B REUE S R AR PR, 25 R ARE
T o 1 e 30 i 5 A R0 A, BRLIHGAE I DR T A TP (A
LA
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IR T RS AN A R et e B £ H e DL
WA MiEHT Ha R’

[# ZE] SMA(exosomes) & EAEFE 30~100 nm, N 7 RNA IG5 FIER [ 5 A 40 K e it R R T
4 Y A 5 T AR RO PAY o T2 BG4 22 YA, 15 240 LSSl 3 R 38 JR A S 8 Folc P S5 v 40 ) 5 U i
) i) B AA . R A e R S A v AT e e A AR R SRR ) SR A | PN B A i e
TR R O T 24 240 I =22 )R E AR P TG i 2 P e ) J , A5t B 1 5 R o RIS R 55 P 2 0 e il 32 4 i
HINGE B A R i A PR TRl P 5 AR 2 A TR 0 Y B I PR L RS B R TR E R 5 PR PR R
Pk e 200 L 5 4 L ST 4 40 0 7 5 A S TR A B SR R AR AR R TR I R A (R R e RS
FIALS TR 25 25 3 B vp R P T B PR T o AR SR A6 T DR A MR A 25 0 2 e e o R B B 35 O S
WG KL Wity 7 i e 41 (1 114 REL e

[RE8IA] IR GRS s ShBA ;s Bl

Role and mechanism of exosomes in tumor microenvironment in tumorigenesis

and development

YANG Shuo', YANG Qingling’, CHEN Changjie**

(1. Anhui Province Key Laboratory of Translational Cancer Research, Bengbu Medical College, Bengbu,
Anhui, China, 233000; 2. Department of Biochemistry & Molecular Biology, Bengbu Medical College,
Bengbu, Anhui, China, 233000)

[ABSTRACT] Exosomes are nanoscale vesicles with diameters of 30-100nm, containing RNA, lipids
and proteins. Exosomes are polyvesicles formed by intracellular lysosomal particles, which are fused with the
cell membrane and released to the extracellular environment. It is an important carrier of cellular communication
and genetic material in tumor microenvironment. During the process of tumor development, exosomes interact
with immune cells, endothelial cells and tumor-related fibroblasts in tumor microenvironment to promote tumor
progression. It carries proteins, lipids, nucleic acids and other contents released to the outside of the cell to
change the tumor microenvironment, promotes the proliferation of tumor cells, accelerates the formation of
blood vessels and promotes the development of cancer. Tumor microenvironment is a local stable environment
composed of tumor cells, macrophages, fibroblasts and extracellular matrix, which plays an important role in
the occurrence, recurrence, metastasis, chemotherapy resistance and other processes of cancer. This review
focuses on the biological characteristics of exosomes and their impact on tumor microenvironment, providing
new ideas for the research, diagnosis and treatment of tumors.

[KEY WORDS] Tumor microenvironment; Exosomes; Tumor
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AN (exosome ) J&—Fh ELA2TE 30~100 nm [
U2 PR, AT pl 22 240 e o i ek X0
EiFRRE T, 1983 4%, Johnstone 25 M\ ZE R 2H 2T 41
J L A AN L, eI A S A
O3B, I Bl X AN BIFIE IR A, & X
e AR 2 By, A0 An R S A B LI
Ji \RNA (mRNA , miRNA & H Al JE 4 % RNA)
SN UAART Fh Z2 P 240 1t 2 fiek e 240 L 5 W A L | 2T
Y20 L5550, )2 AT TR PRI T B
T FLIT A A AMA R SE A 4 R i EE
FIA5 50TV T .40 ik DA 52 H b 40 i 1)
AH S LIRS o ISR SN A S 5 41 i 1]
B RO T A e A= K. BRI
Zo PSR () A0 v 28 & B T NIRRT e A R
TE B AR AR F T8 A B 0 R R0 D) BB AR A0 T i
Sk IigeE 5 ) BRI ST BRGNS IMATRT R A B Al
1) 24 PR - SR T g 1) B R JRE S TR,
e e ggg 7 AR TR 2450, 25 IR R RS R Rl
AR Z5 R 1] JBT 4 8 Mo 83 G 15 v A AR 14 BIF 5
S, B PR i R R A 4 AT IR B B B v )
7 AERLTR T R RAZ Wi T I e S AR 3 A9 7 1l o

1 SMERFE AR EZEMFINGE

SMIMAR Y B B EE 4 2F R 2RI
KA ot /8 SR A T AR, IR T
200 S5 B R B T 8 U P S G B0 PN A i) P S 2
AN GENE SO R SN SN EA(UREN
(multivesicular body, MVB) , 1l J5 MVBs -5 ifu Jii fi
G JE H N R MG, DL 2 0 0 2O8 B
KRR /INBEL, R RECEI AN AN, RIS SN, Hh ik
A 1) 35 37 (R 40 i 3 ok 5 AR A A I R o
5l B 198 T = AR 200 T P R B P 5 0, DT
AR A RS AT RE

ANIMAR T B B R R AR A . T
() 1 WA A A7 3 [W] %) 28 11 BT 4 CD9., CD63 ., CD81 .
CD82 45 , X LL R VE A Wihmic ¥y , ik vl fig 5 i A
I AEIRIEAT G o AN [ 4 LA YR 1) S I A e ik e S
PEFE A, Qg 5 B N 101 1 (TSG101) L ALG-2
FHEAE 1 X(ALix) AR5 1 HSP70 %6 520
LA E DIREA S . ANIMAGA F A K AR, 1
mRNA  miRNA il IncRNA %5, 3 #6425 ¥ 2 Jfg
BB AR T 32 R 0B, AT I8 52 (R4l At 11 2 P4 338
FUE R . SNMA A AN A48 R T L H v

TR FIBERR A" . MU ST SUR4ER S MIMA 4 TE
B AAE N S0y 2 5 i ] 0945 B TR
i, XL NZEYIEE 0 S 2 H bR A s
Z 5 NG TSR 0 A R JEFIEEF

A AU A 2 4 R ) 30 TR L SR e IR R 12
T R T b s 0 ) A MR R TR Y S A
i 2 TGF-B Fl IL-10 fi¢ i Treg 3478 , NG I EA]
XA TR BTE s A AN Y g AR A
AL T B R R 5 M. BLAh Nilsson-1 45 B 5T
RIS ALY NK 20 32 74 NKG2D Ay BC R 5 R
SEAR-1/UL16 45 45 8 1 (RAET1/ULBP) 1-6 7E 41
PR IR T4 35 NKG2D, B Ik NKG2D 1335 , i H
ANBEWTE NK 400 . A 2R T AR, 3 15 | ik Sz
ki, PRI/ NKG2D RO RC AR REAS SC 8 R 47 A PT
I IRE VR IT AR . %9 41 Kordelas 25 198 & F1L,
T 4 i A1 WA A AT AR BT RS A 0 B0 1 32 (therapy -
refractory graft-versus-host disease, GVHD) 35N
P IL-18 \TNF-a J2 y-F 4 A, P81 HLiA e
S AR Z AL UEE . IR SMIMA SIS ) AT 5T
EL 2 A AR TR 5 (R8T 7 1]

2 ShbATERMERIEAE H AR

2.1 MR R L R RO B

U8 ke B 5 2 B phy Py A L PN R AN L A
32 2 LR 240 R 4756 T [ g 1 2 e 280 A A L
A AF I 2R IR, SRR T 04 105 v Ig A it =2 [ A
HAER, AR 2E e 1 & 2R R R RV R . AT
K VR 118 4/ I AR W 3 e AR B 35 5 T A2 A A
Gu %5"IF 52 & B, 15 8 20 IR IR () A s AR LA 15
SO EE 11, BEFE 12§ Ak A K - B (transform-
ing growth factor-B, TGF-B) , Ji 5 [A] 7 it 4l 3
1 1932 A BAE R, #E— 25 30% TGF-B/Smad i %,
e ) 5 200 ) e 40 LA DG R ZTF Ak 2 e oAk, =
5 R SR BR TR 1, AT ) B i A 1 S 5
. Grange %" & B CD105+"5 41 53 4315 F) 41k
AT DS PRz A o A7 R0 B O ot 4 A 24
ERELEH I A AT 251 0 7= A 5 Ak, 3 A
SZ R [ IH MMP2 . MMP9 il VEGFR1,
SCID /)N L3 WA B CD105+4 M A A Bl T i 953 76 fii
HAVP R R MA S . AR ZB/NRBRE
IR R S A A AT H v Il P R A L s s L £
ERE RS 5 AL, BE 60 FR Sk TR 1 SN AR RE SR AR
RS RUR IS MM, TE U RS AR
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2.2 SMIMAZ 5 I ETE L

e 0L AT B R L P B AR A T M B
TERGHT AL . AR 98 & B0 2 Fp G M4 o o] IRy
e A5 A G, 3 A I A A S ot A R
TR PR T2 2 IR A i 4 P A KT
(Vadcular Endothelial Cell Growth Factor, VEGF) .J&
R 225 o TR A I AT Bk P 2 i A K
RB SRR T RAFROIREE ARk b i 1
FEEIMEH . B ETHFZE & B SN AGHE AR [F] g1
S5 A L. WA G Z A A
IL6. VEGF Fl MMP2 %54 J5t i1 S WA , AT 8 3k S0
WNTSA {5538 B o IR i 48 AR i, 5380, 18k
BT A I3 RGP S A& miR92a, AT 55 P4 Kz 21 |
MG R oS FHEAERT, 5 R IS PN K 40 i 78 A
U 055765 s T2 i, AT AR 2 e 9t 2657 10 2 iz, A i
AR B AL B R EEE ™, Hsu YL
LIRS e R A L 530 1) S UAMA miR-23a 142
00 31 il 2 1 22 AL 1 1 F1 2 (prolyl hydroxylas, PHD1
H12) 2235, 80N B2 40 b B A S T 1a
(HIF-1a) FURL R . EAN, AN miR-23a 16 H ] %
TR R 1 ZO-1, PATTTHG I a5 308 275 R e 240 A
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