b = S A

&

°
o
*
5

2020 £2H F12% F2H

E % 66 HA

Volume 12 Number 2 February 2020

B (P140) F#R9ZHRZSTR BERSHER

Figure (P140)

ISSN 1674-6929

STR haplotypes analysis in some families



ERAK-

T

1963 4 9 H i 4

1987 4E KAl T4 1t P2 2

B , B5 2 2+ 2% 7 (1985

42 1987 4R AE LA

BERE 2 B 2 A 3 2l

AR H; ) 51992 4E Y

TR BB, B A

(i, 2001 4F 8 J 2 2004 4F 10 A 18 H ARG E R F #EAT U5 RIT ST, 2017 48 5 1 k36 [ 29 g a3k

HEAT VI 2]

FALHIN, 242, P 2R 0 BT R R R B 20— B2 e M PR B2 22 A 4 v AT LI RAS 3612

SR E AT R R R R 0 AR . AL R B B R I R L A E 2018 4E (I8 44 R

FO)ERERRD o AT BT AT L P2 B RS I (POCT ) 4y 23 & rh [ 2 AR B i S R

FHRBEN T ARAEFHUFMSRREF LR RS TR EERE X EARRAFHREE

J JTARAE BRI A B BRI o 2 B AT B L )TAR A IR B b 2 e A B0 A B el e B e I AR R

VTR BRI AT oW R AR A U R 2 N A SRR A3 2 ) AR R B T AR A I R 56 5

A2 & 2 PCR IR 2 0y T2 5IRYT 22 S ) MCHTLEE 2) M 9 22 , (B R A2 ) 4k
B L R FEARPS

Ik 24 0452 K 300 DA 1 R AL & A K v e A S0 5 1) 1 2R 0 2 50 TR L BR TR PR 40

SESE 43 Y B T AR OGRS 14 43 F AR AR O TR B T — E AR R B, JE L2 microRNA 1E 5 80 &

ARBETHER. ERES5 T HRESHSES AACHE RS R ARPHA RS HRTITE

B AR PRI H R R4S TR A R L =S RPII, RRAIRIE A0 R

SCIILA 5 7% (Journal of Virology . Virus Research 45 ) . 32 4 (I A 73 Fi2 Wi ) L &l 32 4 (O S0k 50 2% )

IS s % Ay 42 ) S A (Il IR R~ = SERIE ) o 5 IR AR )5 b St 5 A 30 44

2

2
2



B 5% 47 51

JOURNAL OF MOLECULAR DIAGNOSTICS AND THERAPY

BT 202028 $£12% F28 2% 665 Bimonthly Volume 12 Number 2 February 2020

B
FEIp
HRIp

Jogt ]

Bt
R AR AT
2t 4 R AT
G 4 T

Zhi

H AR

Hoik
LI

HL kA
Tl

HE 2 A
KATHAL
KATILH
J U R AR E A
Bl

H i H 3
T

Responsible Institution
Sponsor

Organizer

Consultant

Editor in Chief
Managing Director
Associate Editor
Editorial Office
Editors

Editing

Add
Tel
E-mail

CSSN

Printing
Publish Date
Price

Pl K
(P EREEA)EELF RN
Bl kA ik g Ak B A A PR 8]

T
5]
T
20 B
(930 5535 95 % 76) SR 35
ez FH%

(P B R E )R EAART RS

J7M TR R R AT AL 179 5 A L KA 11 £ (510620)
(020) 32290789-206, 32290789-201
jmdt@vip.163.com

ISSN 1674-6929
CN 44-1656/R

46-283
IR AR EAT A

W ST ZAT
440100190057

K& A ABF AN A TR )
2020 2 A 18 H

RMB 15.00 T

Sun Yat-sen University

China Family Doctors Magazine Publisher Co. , Ltd.

DaAn Gene Co., Ltd. of Sun Yat-sen University

SHEN Ziyu

LI Ming

JIANG Xiwen

LIU Yue

<JOURNAL OF MOLECULAR DIAGNOSTICS AND THERAPY> Editorial Office
LI Xiaolan LI Caizhen

China Family Doctors Magazine Publisher Co., Ltd.

11 Fl., Xianglong Building, 179# Tian he bei Lu, Guangzhou, China 510620
(020) 32290789-206, 32290789-201
Jjmdt@vip.163.com
ISSN 1674—6929
CN 44—1656/R
TianYi Yofus Technology Co., Ltd.
2020.2.18
RMB 15.00

REAA T2 Wi 5367 A ) I A, AT Y T A SCEE N ARRAS T i 22 22 B ULAR,, BRI R 51 A 1

D






b

B 545U A% E

ATl 2020428 %F12%& F2H

H &

ix P
PR RNA £ SHERE R & S A9 B LB, oeereresrnss e KE HEF BEFR23)
B E
HE T 2 R IUM R HOR G o BE JR R AR PR IR woeeeeeeeee e whAgsE By H— $(127)
— RO F AT B RS R 0 TEIR T LT oo TH REF ik F(133)
WGA .RDB %5 4~ STR 324K A 45 M7 42 B- 2o P 35 R ofn = B AL N BT 38 45 5 357 B o 44 5 7R
.................................................................................... FEZ SRY FWHE £(138)
T AL R 2 F PCR R RAM A M B & P I X 22 S AR 69 16 R 5
....................................................................................... Ak EEE D £(142)
R 5716 B R f HPV 6 A B A 5 A 4 BTG oeeeeeeeeee SRRKR ¥mA HAEY F(146)
R R A K TR B 936C/T 4 5 % Al Ak LR BB £ 4
.......................................................................................... w4 2R BESE(151)
FJE 9 o R i s o SRS M B 5 % v B & & GAS \MTL.SS.CCK-8 . VIP /K -F & AL & 3L
.......................................................................................... FF MR A FHE £(156)
By )UAF bk K i TIgE (slgE 5 R 69 AB KB R ovveememmennnnnns g B 7 F kAR F(161)
o AR L Y L0 LR G BTG SR EE ST 2 48] FE AR B3] e I MRA EiHEK F(166)
Taq DNA A8 5'~3" 9Mpn B AT K HE 2 PCR GG R5PR cevverreneeeneenens BATL XEH H4(170)
miR-374a-3p ¥2.5) Syk * ox-LDL # 3 W & 40 3R 7 e KR BB #9 3 vR)
.......................................................................................... Lok AUAM  k#(175)
4oL g 2 HPV 2 4 5 [ 38 B 3% Th17 28 ML 52 9% o b R i B T 69 & R AT A
............................................................................................. T ArE E3:(181)
Tk AT S 9% Bl AL T 87 )& fn 7 E-cadherin . VEGF .nm23-H1 % {L & i {4
............................................................................................. Fh AF 54#(185)
f2 7 CA153 .CEA .SF . CT & Hey B A4 ) 33 5L % 44 e R 147 W7 14
....................................................................................... R 2 OERE R £(190)
GAP-43 & & KA 5 R RS ) RIBEIRAN K PG T -ovvemmmmmmmnieenn I HEE XE F(195)
A 7 miR-200c &k 5 2 BME k% & & 6 & G AL R ey AR X HAF R
............................................................................................. E¥E 4 A F(199)



b

B 545U A% E

ATl 2020428 %F12%& F2H

FRJG B I 3G BT L T IE 3B B TG B RS VR] wv v vrer e sttt #% 8 (203)
e e i A P % A A% 29 B TLR3 IRF-3 \IFN-y mRNA & ik Bl /R 7 S
....................................................................................... ERMHK R4 E3F E(207)
£ 7% hs-CRP . TGF- #= TLR4 7K - %1 )L & 2k 4w 1 P A 89 16 R4 i 1A
.................................................................................... Wied LA HF Ehi %5-(212)
TACE B3 30 7F kst o A BT & % & o 7% GP73 . AFP , AFP-L3 89 % "R
.................................................................................... jg_/?\ik‘ g;] 2‘3&/::;};]:/4 %(217)
é\ﬁ:MS ﬁ'bﬁlﬁﬁémﬂﬁﬂ%ﬁﬁ&’%&}ﬁ%’ix ....................................... ‘iﬁi’g’: §g1 ?‘}%(221)
PCOS # # GDF-9 .BMP-15 .BAX & iA 4F & & 3 15 97 £ 4% &2 4k o9 48 % %
....................................................................................... ferie @4 TiE %(225)
A2 NT-proBNP . D- = F 4k | ST2 /K -F 5 COPD 4-F =& % 38 & & TS 69 48 K M o 47
....................................................................................... I ES kAR L] FhiR4n(229)
T & AT AL & & o 7 TIMP-1 . MCP-1 MMP-9 /K-F B 5 R 509 % &
.................................................................................... FABE 7, XA JEAAE 5(234)
B EREG L LERRB B L IIE v 3;1—1,%;% FmR FH¥ F(239)
sk B E AR IKCTHAEL b iF f5 % & (a) JEBEE PTX3 #9485 1
............................................................................................. B E 4%#@;/\(244)
ATM & & L BT 20 RO X0 SHAE B AR S0 R -vevrererreeeeeeee, LK ZwE MmEA F(249)
T Cell-SELEX #9 4% B 1& BEAR LMY B 1508 PR RLJ -ooeevveennnnnnnns WEE BLd IR 5 (253)
FRMXR
DR £ A R ERETREPR (#H=
SLIg E KL
By KB — B TR JRJE S AR I a5 wovvveeeensnneeenitie e ettt e ettt (4=



b

JOURNAL OF
MOLECULAR DIAGNOSTICS AND THERAPY
Monthly Volume 12 Number 2 February 2020

CONTENTS

COMMENTS

Advances of circular RNAs in acute myeloid leukemia
ZHANG Le1, ZHA anfeng, WEN W(Lngron,g .............................................................................................

ORIGINAL ARTICLES
Rapid identification of respiratory pathogens by nanopore sequencing technology
YE Fugiang , LI Peng, HAN Yifang, ZHANG Qi, LIN Yanfeng, WANG Kaiying , WANG Taiww, SONG Hongbin ,
WANG Chang]un s WANG ChunhuL s ZHANG ]mh(u ....................................................................................

Complete genomic analysis of a erythromycin resistant Bordetella pertussis Isolate
YU D(m, L] Dongfang, YUAN Lm, FENG XLTL, SH[ WCL, YA() Kazhu ...............................................................

Application of WGA, RDB and STR haplotype analysis in preimplantation genetic diagnosis of p-thalassemia
LI Wugao, YAN Tizhen, LI Zhetao, TANG Yongmei, QIN Zuxing , LI Xinlin, CAI Ren «++roroverececececececeeeeenieienee.

Clinical Application of Quantitative Methylation-sensitive PCR in Fast Screening of Fragile X Syndrome from
Males with Autism
CHEN Jianhong, HUANG Shujun, MA Jian, ZHOU Weiping, JHANG Lirmg ......................................................

Study on the genotype distribution of 571 males infected with HPV in Hainan
LV ]Laqmg, HU JUJL]Le, FU Shengmmo, CHEN XanUlg ..............................................................................

Correlation between 936C/T site polymorphisms of vascular endothelial growth factor gene and acute
myocardial infarction
CHANG Yawei, LI Sai, JU SRQOLaT ++++++++++#+sssesentnsuntntuntntuttttttttittitttttttettttatattttstat ettt

Influencing factors of severe hypertensive cerebral hemorrhage complicated with stress gastric ulcer and the
significance of changes in GAS, MTL, SS, CCK-8 and VIP
Y[N HOTLg, CHEN angchun’ SU Y(anng, LV _]l(lxl ....................................................................................

The correlations between the serum tige, sIgE and the condition of infants with atopic dermatitis
RUAN Fuwang , YANG Wanyong , ZHANG Zhibin, RUAN Jifeng, CHEN Xiaolong «+«+=++++=+++eseeeesseesseenniin..

The histological features of Angiomatoid fibrous histiocytoma in 2 cases and literature review
WANG Fang, X]ANG Longquan, WAN(; H(uqmg, CHEN JUJl, ZH()U Feng]u(m ...................................................

Effects of Tag DNA Polymerase 5'~ 3’ Exoactivity on Real-Time quantitative PCR
J[ANG Xiwen’ LlUALshan, CHEN WBL ...................................................................................................

Effect of miR-374a-3p targeting Syk on ox-LDL-induced endothelial cell injury and inflammatory response
FENG Zlb(), ZHU Youpeng’ ZHANG ]Lng ................................................................................................

Study on the relationship between cervical HPV infection and local Th17 cell immune function in women
WANG Xiaohua, YU Yan, WANG Ru ......................................................................................................

Changes of serum E-cadherin, VEGF and nm23-H1 before and after concurrent chemoradiotherapy for
middle-late SCCC and the predictive value
L[ Galeg, REN Fang’ FENG WBL .........................................................................................................

Clinical value of combined serum CA153, CEA, SF, CT and Hcy in the diagnosis of breast cancer
XU Shuxing , HUO gingyun , ZHANG Mingyuan , WEI Yonghui, YANG Ying, JI Jinhao,
ZHANG chunfen, ZHA() Bmgymg .........................................................................................................



b

JOURNAL OF
MOLECULAR DIAGNOSTICS AND THERAPY
Monthly Volume 12 Number 2 February 2020

CONTENTS

Analysis of the correlation between the GAP-43 protein expression and the pathogenesis of heart failure in rats
WANG Na, CHEN Yushan, LIU Lei, DU Linxiang , WANG Shufei, ZUO Yanfang , LI Zongying , LI Tingting «+-:=+++=+=+-+ (195)

Correlation between serum miR-200c expression and the short-term progression of albuminuria in patients with
type 2 diabetes
ZHUANGPLng, YANG _hn, ZHENGJL(M), ZHANGMUL ................................................................................. (]99)

Effect of prognostic nutrition index on the prognosis of glioma patients
XU  Ri v eveeeeenenmnnaeetett ittt ettt ettt ettt ettt et e ettt ettt ettt (203 )

Expression of TLR3, IRF-3, IFN-y mRNA in mononuclear cells of patients with ischemic cerebral stroke and
its clinical significance
L[ B(mglm, J[A H(mwei, L] Jing, L] G(mg ................................................................................................ (207)

Clinical diagnostic value of serum hs-CRP, TGF-B and TLR4 levels in children with acute bacterial pneumonia
YANG Debin, FENG Risheng, WANG Lingling, GUO Yanjun ........................................................................ (212)

Effect of TACE combined with radiofrequency ablation on serum GP73, AFP and AFP-L3 in intermediate-stage
hepatic carcinoma
MEN(; ngwu, L] Yueyuan, LI Zhlbln, L[ Mmgyu .................................................................................... (2]7)

Cytokine expression in patients with coronary heart disease and metabolic syndrome and its clinical significance
XIE Jin, LI Hong, LU H@o ++vveeeereeeeesteeeanuutttetetttetttiittttteettetettiiiitttateeeettottinneaaaseeesteteestnannnnnes (22])

Effect of GDF-9, BMP-15 and BAX expression levels on ovarian reserve function in patients with polycystic
ovary syndrome
CHENG Yaoyao S L[ Jl(lnhul S WANG Chun s CHEN ,]uan .............................................................................. (225)

Correlation between serum NT-proBNP, D-dimer and ST2 levels and prognosis in patients with COPD and
respiratory failure
SUN C(lilinyg , ZHANG Huazhao, SUN Shuhong .......................................................................................... (229)

Serum TIMP-1, MCP-1 and MMP-9 levels in patients with endometriosis and its relationship with infertility
GU Xl(l()ll s WU thua s J[ Mengge s FU Yuunyuan .................................................................................... (234)

Preparation and identification of monoclonal antibodies against Anti-Mullerian hormone
SU Xiaoling , LI Liying , LI Miaomiao, HE Jie, WANG Ruixue , WANG Yong , LUO Shuhong <+« +cceseseceseeeeereeeeeeees (239)

Study on the correlation between CT features of coronary artery and serum lipoproteins (a), adiponectin,
PTX3 in patients with coronary heart disease

JHOU Peng, WANG Shuo, REN Yanling ................................................................................................ (244)
REVIEWS

Advance of ataxia-telangiectasia mutated protein kinase promoting cell proliferation

TANG Shifu, wU Wanjun, YANG ]ianling, MA Xingxuan, YANG ]i(mqing ......................................................... (249)

Application of Cell-SELEX-based Nucleic Acid Aptamers in Cancer Diagnosis and Treatment
TIAN Caiping , LIAO Shigi, SUN Jingyang, WANG Weijun, XU Jinling , YANG Suisheng ««-:+tovereeeecerrecarenecaceeccnces (253)



SNTEWIERIT 2 20204E2 A $51248 4528 T Mol Diagn Ther, February 2020, Vol. 12 No. 2 - 123 -

IR RNA TR P8 & A fom-P a5t g

K

B

H2F BER*

(#8 E] FRIRRNA Z—Fh IR S RNA (ncRNAs ) |, 38 4E 06 B 25 1= 18 5 I 75 A% S 43 7y
Br & R & SR A4 N TTRE 08 4 5 i 51 2 4 W 2o B2 DL OB R 1 & A R R J A7 56 1 BRIk RNA
(circRNAs) . HAEMFE JFFIRSF DIRE 2 A AT A 2040 fa ke 51 o R RNA EE AL S B
i SR LU SR SRR 1 A R S e R A TR A S S R 56 A IV R g R I
VERTAEN . ARTHFER B, B L% T cireRNAs 7T DA 2 W3 A2 rkRic, IF 8 A s R A 75 22 10
VI AR R 25 T DR SR . X 1 IS Y cireRNAs 143 T 1 7 2 T R I 1A 15 IR A T A o

[ER] R RNA; 2ERER HI00E ; PR bREY s 18I H0AR

Advances of circular RNAs in acute myeloid leukemia

ZHANG Lei, ZHA Xianfeng, WEN Wangrong™*

(Center of Clinical Laboratorial Medicine, The First Affiliated Hospital of Jinan University, Guangzhou,
Guangdong, China, 510630)

[ABSTRACT] CircRNAs are endogenous non-coding RNAs (ncRNAs). Over the past decades, the
development of high - throughput sequencing and transcriptome spectrum analysis have people to identify
circular RNAs (circRNAs) involved in many biological processes, including the occurrence and development
of diseases. They have stable structures, conserved sequences, diverse functions, and tissue cell specificity.
CircRNAs have been shown to be significantly correlated with the occurrence, development, metastasis and
prognosis of not only solid tumors such as gastric cancer, colon cancer and breast cancer, but also tumors of
the circulatory system, especially leukemia. Current studies have found that circRNAs in leukemia can be used
as new biomarkers for diagnosis, and lead to promising treatment methods and novel drug screening strategies
for leukemia. A comprehensive understanding of circRNAs in leukemia is a prerequisite for the development of

clinical application.

[KEY WORDS] Circular RNA; Acute myeloid leukemia; Tumor biomarkers ; Therapeutic target
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O 2R B, T i 1Y) & A itk g 5 circRNAs 32 34 2%
WA G, UHETE SR ME P E 2 f 820t
g8, b an H o A s e FL e
. IEHWITE AML s & 30 2 5 e kA R R
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TER 1T circRNAs 76 AML iz W flL i Wa il vh i
I A A

1 IR RNA @

CircRNA J& H A L4 P 5 FRAR R o 2 1) 55
ncRNA K% , & Hi 7 /& mRNA (pre-mRNA ) £ i,
(), B IR 5/ BT 5 Y 37 i i A —
e, BRI 5 2 3wtk i, A 2 R R R
. If B85 cireRNA {5 IH3@ #F 37-5 BiR —
sk 45 . HRTIAH circRNA 1B i 3 24 1
T & F RO IR S E R IR AN & T H S
IR 8l 25 fk RNA 4% 45 £ 1 (Retinol-Binding Protein,
RBP) ¢ 2 A H F 3K gl 74k, CircRNA H A Fj2k
Fgg o RS R SR S O SRR e
SRR REAE A RSB AEAE™ . CireRNA HY R R
H T g HAE S miRNA 45 (0 FH , vl 3l 1 4 1
miRNA 7 P 8 47 ¥ 28 R 1 2 351 | circRNA-
miRNA 1 ¥ 3L PR ) 2% 75 9 E F e A6 7 Dh 3k
) F O B ME T BR T REMS 5 miRNA A H/E
HI4b, cireRNA 36 7] 75 0 85 H 5375 15 K 52 ) 241 g
TIRe s i mT LAE Ry e S RN BT 42 0 98 49 R, Li
GO A — 25 AN M i RNA R4 i 1T
(Pol I1) #1511 EICiRNA 7] g 55 U1 /M A% A A 2R
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miR-20a-5p M4 Ak , 00 240 JfL 384 5 0775 0 1,
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W AML A PR A, & Al BEiE i 78 Y miR-181
KGR S 5 AML 1 &R ILE S 4055 1%
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., 8 S YOIk I PVTL 4N BT 2 77 /B Y
Circ-PVTI1 i # fEPfi & 8q24 ¥ ¥4 F . ¥ 35 1)
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A TIER RPN EE . 7€ AML-amp %% 6 1 &
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Rapid identification of respiratory pathogens by nanopore sequencing

technology

YE Fugqiang', LI Peng’, HAN Yifang', ZHANG Qi', LIN Yanfeng’, WANG Kaiying®, WANG Taiwu',
SONG Hongbin®, WANG Changjun®*, WANG Chunhui', ZHANG Jinhai'*

(1. Department of Disease Control and Prevention, Center for Disease Control and Prevention of Eastern
Theater Command, Nanjing, Jiangsu, China, 210002; 2. Center of Communicable Disease Control, Center
for Disease Control and Prevention of PLA, Beijing, China, 100071)

[ABSTRACT] Objective To validate the feasibility of nanopore sequencing technology in emergent
detection of respiratory viral pathogens. Methods Total viral nucleic acid was extracted from the throat swab
sample of a patient diagnosed with upper respiratory tract infection and then quantified. The cDNA was
generated by reverse transcription and employed for downstream library construction. The sequencing was
conducted on a portable third-generation nanopore sequencer MinION and taxonomic analyses were performed
on the sequencing data. Real-time fluorescence quantitative PCR was used to validate the sequencing results.
Results MinION generated a total of 188063 useable reads within 15 hours. Human adenovirus 7 and H3N2
virus were simultaneously detected in the sample, with 19 and 4 reads respectively aligning to the
corresponding reference genomes. Within 9 hours from the start of sequencing, 78.95% of adenovirus 7 reads
and 100% of H3N2 reads have been produced by MinION. The turnaround time, from sampling to obtaining
the preliminary identification results, was 18.6 hours. The PCR results were consistent with those of MinION.
Conclusion  MinION has the potential of rapid detection of respiratory pathogens and is able to
simultaneously identify no less than one pathogen and distinguish the subtypes, proving the application value
in epidemic outbreaks and emergent identification of respiratory viruses.

[KEY WORDS] Nanopore sequencing; MinlON; Pathogen; Rapid detection
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(2018 4F- ) 85T A% G X988 IX. IR AR 118 A= iy fE il e
BCE g s AT ARG AR e R R TR
AT R AR R A AR o SR Bl e
7 2 7 (polymerase chain reaction, PCR)§ 3 4 K
X A I D B e 9 7 g SR A I RE A PR . B
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TR 2%, A BRI LRSS A A7 R A 1 FH
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I G K AL BT ] S Y H 3 AR A R S A R
AR AR B e A I 1 HLA 1 2 OfF
# . BT EAL R 87 g, T N H FE A
@t 2R B, USB 3.0 43 1 B A] £ E I 4%
FEBAT . QDT EHE SEa = R 438 . @3
KK BAHRE s K7 K ~23 Mb ™, 24
Az 6 2T NS L DRI FN T 0 38 A 5
149975 B A2 BT S AR ARG I 1 A SRy P R SR T
P 5 LA S 2 PG 8 S 0 B 2 2 92 1 1) s S AT
AT AP AL T OCHEZR R > I T Rk
DKL P AR A I I 3 5 D A4 07 e ) v )
A7, 28 (0 FH MinION X | PRI 58 R i 35 10
MR XA A AT R S e Ko Jit 2 43 A, 91 R
PCR 5246 38 31E I Fr 445

1 MEfA*®

1.1 MR &

MR A A ph AR 8 3 DX T 42 il v T
2019 4 3 J LI 45 52 56 25 1s 17 W ) SR A T3
R A ST o ¥ e i RNV a (N AU (R TRT R ST IN
LB B2 W P R s AN T

I3 7 4% R 4l $2 X 57 & Qiagen QIAamp Min-
Elute Virus Spin Kit Il H 7 [¥] Qiagen /A 7] , Qubit 3
F e fm il R FE A D 2R A 35 [ Invitrogen
A ), cDNA & Ui 7] & NEBNext Ultra II RNA
First Strand Synthesis Module #1 NEBNext Ultra II
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RADSP4) il F it A il # 12057 & (EXP-FLPOO1) |
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MKk1B Il F S [5] ONT 24 A , &% Ffili $23:057) & TaKa-
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ff 9% Ot %€ &t PCR £ M X 77 & One Step Prime-
Script™ RT-PCR Kit (Perfect Real Time) Il H H 4%
Takara 2y 7).
1.2 SLEJTk
1.21 AR SRR AN I S g

Xt T MinlON i Fr B B 78 0 75 8L B TR
(DNA/RNA) , A AT 850 2k 38 A AR R il
S TR Tl A HG A S 0 A TR 34 4 b WY A R A
7o WURZIRG , B 2 WL FEAS AL IR H A A5 U6 T 45
I %E dsDNA HI RNA YR % .
1.2.2 3518 cDNA JE it

B 4¢{#i Jl NEBNext Ultra I RNA First Strand
Synthesis Module 5 i, cDNA A9 55 — 4% , 9% 5 ffi FH
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A Beckman AMPure XP % £k % 5 BH 45 1) 77 32 %F
cDNA =¥y #E A7 alifb e 5 o Bl wL 729, 1l 1]
Qubit 3 Xf dsDNA ¥ J& JEAT I i, I ek 3o 82 2 (A48
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I ¥ 7€ MinION MK1B 7 A b #E47 . 156
FRE A0 B 5 SR AT I R 08 R A, B A 5 S AR
HRCPR S 2 0 7] e S e o g | i) e gt
AR Ui P 00 SR SR AR 22 0 s R e, FE
R S v R Sk S 5 L AL 2RI P AR
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1.2.4  MinION Il FF 40 A U 15 B o b
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7 7 50 % B4 BR ol ] Nanoplot ¢ 1 (v
1.22.0) = 4 & W 77 Hdis o i S i K oA o A
Centrifuge (v 1.0.4) X 7 56 2547 00 25 FL Xt 53
BT < 4 I A d 2ok 45 19 57 91 5 N (Greh38.p12) i
755 % 5 41 (NCBI Refseq %% 4 )% ftp : //ftp.ncbi.
nlm.nih.gov/genomes/refseq/, 2019 4F 3 H 21 H F
2, 3t 8 588 M HE A SE K T 41 ) HEAT G [T
Xt , 2405 E R “--min-hitlen 15 -k 57,3 min PJRI5E
BT
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Figure 1 The sequencing throughput of MinION
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Figure 2 The composition of sequencing data
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B IR G X — BOME B A i N W G R B 7 A
(Adv7, Genbank J¥ 515 : MG696128.1 , % [K 41 K /N
k1 35 233 bp) FI FH AU 35t J8K 7 H3N2 W7 24 (H3N2,
Genbank J¥515 : MK633737.1-MK633744.1, 3£ 8
HE R IX B, A R /N3 5128 1701 bp L 982 bp
1 410 bp.1 497 bp.838 bp.2 151 bp.2 274 bp Fl
2 280 bp) FEF AT F —2 537 -

19 2% Adv7 731 5 272 BE R AH I Ho X — 35S
T 84.83% 1 96.55% Z [H] , 25 ] J¥ 5 6 5 JE /v T
70.63%M199.58% 2 [A] (% 1), 19 ¥ 5H K HE

W = 143 5] R 14 910 bp, 14 720 bp il 12 097
bp. X Adv7 27 5L K 414 55 Bl 87.65% , 76 7 IR
JEATF IX M 5X Z M (E3), 4 45 H3N2 [551 Lot
FNSH WA 3 X B L, 4 92 X B 2(PB1
FIPB1-F2 KK ,MK633743.1), X B 3(PA FIPA-X it
,MK633742.1) Fl1IX Bt 6(NA FEH ,MK633739.1) ,
Fb X — B A T 91.43% Ml 94.74% 22 [8] , XF 3 4~ X
BRI 52 1M 32.81% ,6.79% F1 7.02% .

F U, %0 R R WG s EE 7 BRI
RIS 5 H3N2 W7 RR A T

Rz 1 Adv7 FTH3N2 FE5 7 & L5 B gt

Table 1 The summary of sequencing and alignment statistics of Adv7 and H3N2 reads

F5 EAIKIEGp)  BEIFA BE(%)  PAEEE(%)  Bvalue I PHFER(s)
Adv7_1 12 097 MG696128.1 90.80 99.58 0 496
Adv7_2 1196 MG696128.1 89.86 79.35 0 4986
Adv7_3 380 MG696128.1 92.64 93.64 0 5 090
Adv7_4 2476 MG696128.1 90.04 97.86 0 6 630
Adv7_5 464 MG696128.1 39.24 84.27 2.70x107* 6 639
Adv7_6 729 MG696128.1 91.80 92.46 0 7 196
Adv7_7 127 MG696128.1 90.53 74.02 1.83x107' 7673
Adv7_8 3153 MG696128.1 87.77 97.21 0 9 004
Adv7_9 7 660 MG696128.1 91.13 98.80 0 9651
Adv7_10 541 MG696128.1 96.55 84.84 0 9919
Adv7_11 303 MG696128.1 87.71 94.52 0 11 088
Adv7_12 354 MG696128.1 91.32 82.20 3.76x107"" 12 337
Adv7_13 14720 MG696128.1 87.65 99.40 0 26 456
Adv7_14 326 MG696128.1 91.50 87.42 1.01x10™" 28 617
Adv7_15 14910 MG696128.1 84.83 99.42 0 31 058
Adv7_16 362 MG696128.1 93.19 75.14 2.37x107'" 42 200
Adv7_17 3458 MG696128.1 89.92 97.77 0 43 043
Adv7_18 933 MG696128.1 93.03 70.63 0 43 779
Adv7_19 551 MG696128.1 91.04 71.51 1.70x107™* 50 536
H3N2_1 153 MK633743.1 92.52 67.97 1.02x107%* 4128
H3N2_2 221 MK633742.1 94..74 66.52 4.04x10™ 10 045
H3N2_3 153 MK633739.1 91.43 66.01 1.70x10™ 25195
H3N2_4 811 MK633743.1 94.67 81.13 0 31957

) 2.3 T b ]
2 MinfON ff) SC ] 4 ELA {5 5 Bk (9 £ 23, A
1 S B B 37 SO I AL, (L2 3.5 h
& 9
®

HE PR ZH AL A
E B G R 0 AL i 37 To i e S0 7 o B o7 1o
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Figure 3 The sequencing depth against the Adv7

reference genome
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bR 8.27% . ¥ - 14f 1 8 min J& , MinION B
PR 1 4% AdvT P AL K O 12 097 bp, 5
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Figure 4 The sequencing turnaround time of MinION
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—ERZLAE N 2y A B0 TR ) e A P A 4
TR OREST BH BES B RAR"

[ E] H& WHEN—ROE RN 2 E H R P2013109 )& 3LHAUFH], T HILH
FHE, ik W —WRBUR SR B R pixAL/ptxCLptxP1/pral//fim2-1/fim3-1/tcfA2 Wl R4 B 2185 E i 25 1
H 0155 8 P2013109 SR T AR A = AX 50 &7 FoR JEAT T @ S5E ALY, X 56 R 4 b A4 5 O
PR TR0 AT g 1 R, O 5 00 B FR I BE T Bk CS L EISMEE T Bk Tohama I, LUK [ A1k 3R 16 R 43 B3 9 36 15 R 1A
HISE RSN F R AT S R A EE B Hr . SR P2013109 (5 B4 L R 417 91 K ¥ 4126 010 bp,
GC 1 67.72% , UM FERAT 4 085 1>, 1% 3K ZH A9 Fr 4 45 D1 23s rRNA FE R34 /R A2047G 2875, AH
H P2013109, HAlh 15 #R B R EAFAE 3 LRI B X8 53 41, K P2013109 5 Hifth 16 BREAT RS &
BT, BoR B A B 3 AL />3 . Tohama I 1 CS X WA TR IE R T 2 =15 Hflh 2 4~
RUBIH A S B 76 4~ SNPs, P2013109 37 Ay TS, 5 JHAb B R 0 18 Ak 56 28 ARG 8 | AR L 4 Al T ok
254 SNPs, [EANE RN A, 5 H AL R ARAT EL L B 21 4~ SNPs, 538 B N SRR T A4 & &K
it 25 A H RS T B R R SR F 4 3, st AR AL S e bR RN [ SR AT RO TR
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Complete genomic analysis of a erythromycin resistant Bordetella pertussis
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[ABSTRACT] Objective To determine the entire genome sequence of a domestic erythromycin
resistant Bordetella pertussis P2013109 and understand its genetic characteristics. Methods  The strain
P2013109 with antigen type ptxAl/ptxC1l/ptxPI1/prnl/fim2 - 1/fim3 - 1/tcfA2 was sequenced using the Illumina
Hiseq 2000 and Pacbio platforms. After complete genome assembly, gene prediction and function annotation
were processed for further analysis. 15 other strains containing China vaccine strain CS and Tohama I were
then adopted to perform comparison analysis. Results The whole genome of P2013109 is 4 126 010 bp with
GC content of 67.72% , and 4 085 predicted ORFs encoded. All of the 23s rRNA gene locus display the
A2047G mutation. Comparing with P2013109, 3 long fragments are missing from the genomes ofthe 15 other
strains. The phylogenetic tree analysis showed that all strains exhibited 3 lineages, of which the two vaccine
strains CS and Tohama I belonged to lineage I, displaying 76 SNPs in comparison to the other two lineages.

However, lineage II included only P2013109, which was divergent from the others by 25 SNPs. The
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remaining strains were grouped into lineage Il by 21 lineage - specific SNPs. Conclusion The endemic

erythromycin resistant Bordetella pertussis in China showed a specific phylogenetic lineage, which was

different from the vaccine strains and foreign endemic strains in its genetic evolution.

[Key words] Bordetella pertussis ; Genome sequence analysis ; Phylogenetic tree analysis
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}13 571 551 bp, (5§ 4 FEH 4L 86.6% , -4 3L R K
JiF o} 874 bp, KX GC &1 M 68.4% , H [H 1] [X.
GC & M 62.8% ., 4% %] 61 1~ tRNA il 3 4

rRNA ., P2013109 FE [ 41 J3 51 £ 42 $2 22 £ NCBI 1)
Genbank (4 &, H& %5 4 CP038790, 5 HiAh
ISR EEAEEB LT EL,

R 1 HHETEP2013109 5HAM 15 M EREEARNERFHE
Table 1 The genome characteristics of B.pertussis P2013109 and the others

Wtk NCBI S SREEMTE SREM £l FEFH KN bp) GC & (%) SEMNEH CDSHH pxA pixP fim3 prm

P2013109  CP038790 2013 rh 4126 010
CS NC_017223.1 1951 rh 4124 236
Tohamal  CP002695 1952 H A 4086 189
B1838 CP011440 1999 faf 22 4,108 472
B1865 CP011441 1999 faf 22 4,105 363
B3405 CP011442 2010 faf 2% 4,109 988
B3582 CP011443 2009 Fi HHL 4104 305
B3585 CP011444 2009 T il 4106 388
B3621 CP011401 2008 e 4,100 705
B3629 CP011400 2009 e 4101 147
B3640 CP011445 2010 far 2% 4110 990
B3658 CP011446 2009 7197 4103 254
B3913 CP011447 2012 faf 2% 4109 548
B3921 CP011448 2012 faf 2% 4111 557
H321 CP010965 2013 % 4 079 396
1979 CP010966 2013 EH 4082 551

67.72 4 085 - 1 1 1 1
67.73 3983 3 634 2 1 1 1
67.72 3 856 3425 2 1 1 1
67.71 3967 3623 1 3 2 2
67.71 3 966 3 620 1 3 2 2
67.70 3978 3633 1 3 1 2
67.71 3 969 3 620 1 3 2 2
67.71 3970 3627 1 3 1 3
67.70 3963 3614 1 3 2 2
67.71 3 966 3621 1 3 2 2
67.70 3977 3630 1 3 1 2
67.71 3971 3 626 1 3 1 2
67.70 3978 3630 1 3 1 2
67.70 3 980 3633 1 3 1 2
67.71 3941 3 594 - - 2 2
67.71 3949 3 600 - - 1 2

T =R B R

2.2  COG BRI KEGG 1R i 1%/ Hr
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x2 B HEMFE P2013109 EEHE COG IhEE s 2
Table 2 Gene distribution based on COG and NOG

functional classification of B.pertussis P2013109
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Figure 1 The whole genome comparison analysis of

B. pertussis P2013109 and the other 15 genomes
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Figure 2 Genome-wide phylogenetic tree of Genome-wide
phylogenetic tree of Bordetella pertussis P2013109 and the
other genomes (including the BP_GD2017 isolated from
Gangdong)
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EBRES

P, TR AEHUVE SR AR B B bR
H 1% i 4% 7 BP-GD2017 #E47 4 J K 41 7 B i,
T PR AR 118 S5 DR 2 1 90 0B 2 A PR AL B
B & B, IZ R HRAL T B Ah B AR 53 S e (LI 3)
EATR P R B R A A 58 A ], A prxA LpixP3
P2013109 Bt J& — 32 , Pt Jit 5 [ B R pixA L/pixPl
TRABTZH AT ARSI T 90 Ak 1 H 1% AR BT 128 T AH G
FEHAL, ptxA1/ptxPI 15 91.9%(91/99)" 33X L ¥
B S R K 2 05, & H B0 R A H
%RE R AL A A T I ARk, 5 REALAFIE 4
HPIELT . BRI AERIATIE H R RE ) HE A
ORI T 928 P e 3 R ST R R AR 3 B AL
WA AT REFEHEIE 20 3 B o AT B i
F 5 2 B It PR 43 5 11 R T 245 Ak e It 35k R 8 341
pixAl/ptxP1 , TR pixA1/pixP3 ()43 B Bk 43R %t
21 8 R AU, PR [ N AIMIG PR 43 2 B Rk T 241 1)
225, SURAT R AL T SOANFRIAHOC

T H ZRE T A B RS AS B
A B, MR e kB, | H R Kl
FHVAIG |, W PR 43 B B i 1 e D 35 R 78 5 3 74 e
BT A TC YN v 1 5%, — e
TR (R PR, ik PRN FIM Fl PTX 1 7
PRI &I, H 2 AT RSO, R E T B
A V1R 8 S5 R e 2 B8 5 IO P AR fh T BB 1 H % PR
AOER N (H A A i o P A R B
FEl PN H R SURR TR A3 B R PR R, SR R L
B RERPUFSEE A T, AR WL H AT FIIE
W1 P2013109 A Hi J 5L AR S, ok | [R50 i
[ R B id i e i B N [ R 212 D G I o
BE T 71 Bk E S B pxcP] AR (L AL 4 46 B
LI R 250E ) R P45 5%, 3T 2 744 4>
SNPs {3 s 14 E 35t A% AR, 45 3R & B 24 ik A
BRAE 3 ANt 43 S b, sk SE TR 2 ik H s A v E Y
HiL, ALFE A | 5 VR Y ARG A DR [ 2N TR
PRRIE DRI, 000 Ak T R —3st A% S 53 B bk o

ARG — KRBT M08 R A H % M5
PptxP1 BUTEBR (1) 58 5 3 R 4L 551, )79 0 Fr B ff
TN HAE AL 25 00 R L 5 WA R [E AP S 1 2R
F1 0 pexP3 BB MR is A% G R B, JB T A I —1
WL . LA 3k R 4L I T A 4R R A T X
oAt 24 B AR UE AT 58 8 PR A i AL B N ATF 5T, A

AIE S W 21 % 3R it 24 R o 2 R 19 2 50, O [
ek B W i BT A SR R 1 o

O AR A B B PO 2R A B
FEUR A K 3R89 1 PR H R B0 B 5k B A
SEENE IR

&% 30k
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WGA .RDB g4y STR J &5 BrfE 8- b ST ik
AR A Al (e 222 Wb v H

BEGH' FRDT FURE BRE RAX RIR ER™

(# ZE] B br LAy 8 BOR 256 Bom O LUk IR 5 568 525 51 B R L A3 A R A7
B-Hb T MR IG LA BTG 2 Wi . Ak X 201748 1 H & 2018 4F 12 HAEABE 1T B-Hu
VB I A T 35 1% 2 02 W 1) S RS D 25 SR R A7 20 AT L e T I 38 A% 2% 12 ARG T 25 21 5 7= i 12 B 25
B OBR MAGINRA T 71K I R A 501 AR A R I 3R 94.4% (473/501) . it 69 X
FEHAT TR, R ] 92 4, LE AR IR R 63.04% , I R EE YR K 53.26% , £t 45 XF RIAHEAT T P2 RS i
ST AR 100% . G5 I AL DAY 1 H R 25 6 B0 (5 R I R e s Bk i AR A1) SR
TGP HEAT B -1 r I 220 I JVR AL T35 A2 25 A 0 e 23 v, B A2 I DR A oK o

[XEiA] HBBILWH; AR FISW; SILHAY Y B I E G 78 SRR AL B

Application of WGA, RDB and STR haplotype analysis in preimplantation

genetic diagnosis of -thalassemia

LI Wugao', YAN Tizhen®, LI Zhetao', TANG Yongmei', QIN Zuxing', LI Xinlin', CAI Ren”

(1. Reproductive Centre of Liuzhou Municipal and Child Healthcare hospital, Liuzhou, Guangxi, China,
545001 ; 2. Department of Medical Genetics, Liuzhou Municipal and Child Healthcare hospital, Liuzhou Key
Laboratory of Birth Defect Prevention and Control, Liuzhou, Guangxi, China, 545001)

[ABSTRACT] Objective To analyze the preimplantation genetic diagnosis (PGD) effect of beta-thal-
assemia by whole genome amplification combined with pathogenic site detection and short tandem repeat se-
quence haplotype analysis. Methods The blastocyst test results of beta-thalassemia PGD in our hospital from
January 2017 to December 2018 were analyzed retrospectively. The results of PGD test and prenatal diagnosis
were analyzed. Results A total of 501 blastocysts in 71 detection cycles were included in the statistical analy-
sis, of which the detection success rate was 94.4% (473/501). Among them, 69 couples were transplanted
with 92 transplantation cycles, the biochemical pregnancy rate was 63.04% , and the clinical pregnancy rate
was 53.26%. A total of 45 couples underwent prenatal diagnosis or abortion product analysis, the coincidence
rate was 100%. Conclusion Preimplantation genetic detection of beta-thalassemia embryos by genome-wide
amplification combined with pathogenic site detection and short tandem repeat sequence haplotype analysis has
high accuracy and can meet the needs of clinical work.

[KEY WORDS] HBB gene; Preimplantation genetic diagnosis; Whole genome amplification; Short

tandem repeat sequence haplotype analysis
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B - Hb i %X 1ML (B - thalassemia, fi] FRK “B - i
T A ER R WL N i R R ) e K
WY ORI N R R R — o TP, 2k
TR X, L DUV RS AR L, o
FUAT R A LS R RV B-Hb 3R o 5L
o7 R R 6.43%" o B-HL BT 43 by 4 28 AR TR i O
R DL S AR B B R H UL

SRR R B e RO [ R DR ik ik WhS
T 12 Wi MU A T 35t 1% 2% 12 Wi (Preimplantation Ge-
netic diagnosis, PGD) . Hij # J& 1E A [A) 22 i i1 7 44
B I B0 6 B IS 2 il BB /K BB 1M 55 7
P 2R R NIG ST HE IS W, 1T PGD &4 # #1™
HIZ W F BN IR IG T 5 4 R0 4T 0 A6 F st
2253 B, BB T a5t A% 14 5 s I IR G AL A
N, TR AS IE 5 IR L2 W% BRI H T B
-#b 7% PGD (475 T AL 1% - HE30 PCR 45 & A Mk it
Ji¢ B, 9K (denaturing gel gradient electrophoresis , DG-
GE) 73 Hr £ R 20 00 51 W AE fif 95 4
h A dE AP 4 R (whole genome amplifi-
cation, WGA)""'  H4 Jifg § 2L PCR 7 AR """ | Taq-
Man-MGB #4150} 56 ' PCR 7K™ (G848 P14
%4 (amplification refractory —mutation system,
ARMS) £ AR ™ 5 LR i 1 % A% e S AR A SE
PCR i AR £ #4414 (multiple displacement
amplification, MDA ) 4% 5 83 PCR £ R i
B i & (short tandem repeat, STR) 3 1] 51 44 %Y 43
FRER 8 POR SR Y BB
BET BT CHma e R R A
[0 WA B-H P PGD RO I 9 . i JLAF [
PN 2 R VR JiG B 5 2 i D) i AT B- ML A% TVS-TT
654 245 1) JC B AL A TG S8 AR 2k I T AR
WFFE 43 H1 2017 4F 1 1 & 2018 4F 12 J1 78 7 B iff
1 B-Hu 7 PGD WY JE I BEKL , #8357 WGA 455 20
A SR AT STR e 41 B4R AU 43 Ay 47 B - HiL 93
PGD IR

1 Mefa*E

1.1 W4

PR L 2017 4 1 H & 2018 4F 12 A k47
B- b HEE B I PGD ARG Bk, A ARG 71 AN KG
D JEV I A 31 501 AN IR G, 1500 H 38 L BN T i3 4
PR A B A = 2 A B 23 B 254 ME (20170221029)
HARXF F A4 2 B s R

1.2 Wk
1.2.1 STR v 1 1 56 7 e 5

FJ ] UniSTS 1 UCSC %4 ik 4% 15 5
B - BR A 3L % G B 1Y STR 45 i (HBB4506
D11S983, HBB4677. DI11S2362, HBB5089,
D11S1243, HBB5138, HBB5178, HBB5205,
D11S1760, HBB5576, HBB5655, HBB5820,
HBB5859 .D11S1338) . A4k = 12 Wt i M Aff 1 sk
N T stutter W& T4, FF A £ 85 19 STR 7 415
H =R A PR U T IR FE A, H Oligo7.56 3R {41
T STR F50 519, th A T A9 (i) By A B2
FlA M. Bl X 260 (70 M2 5 7 1 AR AR
FFFER 431, DLPFAS A1~ STR AV i () JE PR B R
1.2.2  BREEFRIMR)ZTER

SR HUH HE DR 7 2L HEDN , 17 ICST B4 , 5245
J&i 16~18 /INBFUREE SZAGAH O , BCBR )5 X565 5 REER
P42k 3BB LA L 56 6 REERIT5 4 ACB/ABC L L
(IR RG R O IRATAL 16 R 4~10 NG TR 24000 .
1.2.3 RNy 1Y

S BR300k 4% E QIAGEN A A
i) REPLI-g Single Cell Kit. 7% & H A9 41 il fe A
PBS H19k 7% 3 1K, 2% A 3.5 uL PBS ZZ P 200 pL
PCR & 7, [A] B e Ji — YR DB 1% PBS 2 pL 5% A
B o B 5 fin A 3.5 wL D2 R F 65°C 2L f# 10
min, VKERIEMA 3.5 WL 2 -, BERFES O 5 A
9 wL #4afi/K , 29 wL REPLI-g J2 i 2% #h ¥ , Poly-
merase 2 pL, I© PCR X 30C 8 h,95C 5 min, 4C{#
A7, B0 L 7= B 100 £ {8 .
1.2.4 STR 540

Sy Sk B 15 H L 514 100 pmol/pL % A LR
& % M, 10X PCR Buffer 5.0 pL, 2.5 mmol/pL
dNTPs 2.5 wL,DMSO 5.0 wL, Hot star Taq(TAKA-
RA, Ki%)0.5 pL, I A 519 4.0 pL, Bl 2.0 pL,
ddH.O 33 pL. 95CHZE 4 5 min; 95CAE 4 30 s,
54CiB k 45 s, 72°CHEAH 60 s, 3 35 MG ; 72C)F
FEAH 30 min, 12CIRAE .
1.2.5 BN HIK

I FH 2€ [ ABI3500Dx it £ 4 A it 47 B 44
ML VK , & £& : Genescan 500LIZ Size standard (0.5+
9.0) wL HI-DI FIEEfE+1.0 pL PCR ;=4 ;95 CAR 1
5 min, I PKIE 2 A1 5 min,
1.2.6  FUw i A

B UL A AR B - Hi v i A 0 3 7
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& (ORI g5 A4 4t ) #1718 4% 22 (reverse dot
blot, RDB) & il , #% i3d W1 45 ¥4 , =7 UL A7 s A
Sanger W J7 K5 I , Ab3% b0 57 FE AR W HR A RR
NCIE

127 RGN BB IR A, & AT BT REI
2 &R

21 15 STR A w925 FEIF i

HR A 25 STR 37 15 UL EE 2] fiY 253 3 PR B0 257
FERAR R, & B D11S1243 244 J¥ fie i, N 0,905 1
{5 HBB5178, 4 0.62,15 > STR v 5 24 & FE 7,
BTiRS ) V2 il B L e (124, o WA (1B =8 SR
MR, LR 1,

F1 IS STRUUAMEERE
Table 1 Heterozygosity of 15 STR loci
STR fi 5, AP (n) R

=]

D11S988 210 0.81
HBB5178 161 0.62
D11S1760 229 0.88
HBB5089 203 0.78
HBB5655 197 0.76
DI11S1338 180 0.69
HBB4677 231 0.89
D11S1243 235 0.9
HBB5820 199 0.77
HBB4506 206 0.79
HBB5576 214 0.82
HBB5859 175 0.67
HBB5205 210 0.81
HBB5138 208 0.8
D11S2362 180 0.69

2.2 B-H%T PGD 4

714 JE I 501 HCHE IR 356 R ARG T 235 2R K843
Z STR HAE T Fr 45 3 o v 69 X R ZEFAT T
Fi L, B ML JE 301 92 4>, AR AL AT R 63.04% , Ife PRAT Uik
H53.26% , Gt A5 X RAAT T 7 B2 Wrsl i ™
YA, 55 R R 45 SR — B 100% . W3R 2,
K1,

-1 )R RAMENH, [ -2(8E )N
BU P RAHE A o MM, Hh -1 O 1) K
T HEAT AR B IEF AR, -2 GIRAG 2) 0 -5 (IR AR
5) 4 STR 45 5 73 47w Al g Sk B =44, 11 -3
(G 3) A B AR A &, -4 (JIRfik 4) AT T -6
(JESIG 6) R BB I G A G B ARG o

x2 TIAEA#S01 MEREFEKNZER
Table 2 The results of 501 blastocyst gene test in

71 cycles
S IR IR E () Hr (%)
il 2 e 28 5.59
EH 101 21.35
R~E 232 49.05
A 113 23.89
LR 5 1.06
XN 9 1.90
GEREl 12 2.54
BE{pl UPD 1 0.21
&t 501 100

E1 #B4r3FK%E STR BERSHER

Figure 1 STR haplotypes analysis in some families

3 it

Bt o 1A Yo HOR TR R Ok B 2 1
B AR L FH B G A A FT S AL F 12 W, (B2 A
A i 40 i PCR 729 /0 9748 5 M S A7 i
[Al i 411 (allele drop out, ADO ) &5 [i] &5, i KM A2k
B 5 IR 2427 2 (Buropean Society of Human Re-
production and Embryology , ESHRE) #f£ 7 DNA "
BGIBThBR T BUR LR Z A6 8 AL A 4R
(1 AH D& SN AR A o, 38 1) 1 FE 2 S AR R )
SEAT, T LAFI WS DNA V5% &% ADO, M i 2
1= HLEE R PGD TERfR . WGA 445 PCR K H:
A= ) PCR AR (STR A7 i FA A U Ay g i AR (IR B
Al 25T B R AT PGD IR YT I B BRAR 2 0% i 4, i
HIRZ AR A 25, e 2 H 5 By im AR
WFER SR )z .
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H T WGA $EAR =247 DU {7 JF B IR 5|
¥ PCR ¥ 3% (Degenerate oligonucleotide primer -
PCR,DOP-PCR) . Z H # #ft§/ 1 (MDA) | & 4 7"
H4F1 PCR ¥ 14 5 2 4 (multiple annealing and loop-
ing-based amplification cycles, MALBAC ) Fll%% J& -
i A2 PP 1% (Linear Amplification with Transpo-
son Insertion, LIANTI) "', WGA 7 A i 4 %
PEVEH ™ 3G T R 1 2 % I IR 2 A Y A S R 4
DNA, 75 H. 52 J Wl 5 PR 2 42 450 1) S iy I A KRR
Hb 1K DNA 8, 5 2253 B #2431 12 i i) DNA
BT ), A B AR TR A A I, FRAT DA R 1% 2 e e
HE P, HET T 8- 22 IR AR A Fi g 4% 25
Rz ) STR A7 i /00 i Ho g T 24 5 BE R R
TEFERY STR ir S A& B SUHRRE N FH 21 SRR A 4y
j=i8 3 N ek Rl ESTE S v 0 W i 30 TN SRS O B
17 PGD BRI fr AR 2 19 STR 57 5 5 hn /b, 18 i
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2% W) o AR AR B, IE R A E R L] Y
1201, TEAMEFEGE R, I H ] 21.35%
(101/473) , #5745 & HL 1) 49.05% (232/473 ) , # A B-
BT ] 23.89% (113/473) , 2978 1:2: 1, 554 i 7
IR AL AR, 1] TR 42 A TIE BHAZ A I B AR 118 22 1%

TEHATIRNG R AR R T, S H L i PR AR
IR, i G, NTCR IR T R AR A I O T 3k
B AL Sy TEH BT  STR S/ H 411
JARSE s FRY B-Hb AT STR $2/R 11 5 e o fde & AE 45
DUBUR St MG AN 5 EAS A, 1A T ER BN AT

3 A A ) 25 A AT G R AR LR HL
PEHTZWIAT 6 % BRI 2 1R AR R #) B
M BAE AR B AL 22 W (B A ] 4 B R 1
454 STR FRARAL 43 A AU 7 S E T B-Hb 22 IR iR
T AR AZ 2 WA AN R — PP ES B £
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HIBAE DOt 8 PCR PR AN A PE 55 sl X
ZRENRIBI Y SVAGE|

el A D RAART RE

(& E] B #Er—Fur POEAREI S M X 2SNk, ik A F ks
i %% 6 %E 5 PCR 72 (qMSP) R 20 A1 i Pk X 28 4 1F 53 1 8 3 A0 05 % 3 1 0 M 1k XA IR 1R 1
(FMRI) Jii 8 X W BARARES | I3R002 7 vk 1) R 808 RR St vk o I FHZ T 1R X R R 248 54 B PATRE 53
AT R 2 A, I X BHPEREAS FHN3E PCR ( B-PCR) AT A% . SR TEFRREAL 09 54 19 [ H4E 5
BAEAT R B 1 ) FMRI WL AEBAYE , F-PCR 71k 5 ok CGG & Bk & 58748 HoAE 2% Jy i 58 A8 #5787
Ho AW AIER , 2% A A B B R RIS I TE X L8 A0, K RN 1.85% (1/54) . &5 A SChra:
ST qMSP J7 35 A LUX FMRI 3£ R 1) CpG H BEAR RS SR TPk 43 B, T 45 o 59 4 B UM 14 X 255 B 1A
ISy pe

[88iE] Motk X ZE41E; FMRI JEH ; H AL 38 %58 & PCR

Clinical Application of Quantitative Methylation - sensitive PCR in Fast

Screening of Fragile X Syndrome from Males with Autism

CHEN Jianhong', HUANG Shujun’, MA Jian*, ZHOU Weiping®’, ZHANG Liang’*

(1. Prenatal Diagnosis Center, Huizhou Maternal and Child Health Care Family Planning Service Center, Hui-
zhou, China, 516000; 2. Center of Translational Medicine, Guangdong Women and Children hospital,
Guangzhou, China, 511400)

[ABSTRACT] Objective To establish a low-cost, rapid assay to detect the methylation status of frag-
ile X mental retardation gene 1(FMRI). Methods First, a quantitative methylation-sensitive PCR (qMSP)
method was used to determine FMRI gene methylation status of males with full-mutation fragile X syndrome
and normal males to test its sensitivity and specificity. Second, 54 boys with autism attending special education
school were analyzed for etiology, followed by flanking polymerase chain reaction (F-PCR) to identifying
CGG repeats for the methylation positive individual and his mother. Results Among the 54 boys with au-
tism, one was detected to be FMR1-methylated. Conclusion  The gMSP method established in this study can
quickly analyze the CpG methylation status of the FMR1 gene and can be used as a reliable method for the de-
tection of suspected fragile X syndrome in males with mental retard or autism.

[KEY WORDS] Fragile X syndrome; FMRI gene; Quantitative methylation-sensitive PCR

fatk X 8 SRRl i RN A BE SRR FY S,
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B DNA R, AN G I R H HLE A . 5T DNA
[ PCR J7 3 fi B PR, A 45 K2 I FMRI F£ 1A 5 AF
it X CGG K HUF R 3l 7 X AR Wi F
Il R 7 FH #5322 1) 2 46 I CGG 5 42 £ ] 3 PCR
(flanking PCR, F-PCR)""*', F-PCR {4 X FMRI
L[N Pr 77 B 1) CGG & 4 X k4T PCR 7317, K
BANE UK R Tk #E AT A3, F-PCRYEH TR
BEEARYH, LRI — & i CGG H 4L,
e H S R 9 191 2 3 R A . A ST R Y
CGG B Bk 2| R IR, 22 7] I A B FMRI
Ja 81X CpG & i 58 H AR INiA SOk e
CGG H AP 2R M CpG B A KA
22 LA )RR NIV E S (R Ui R B 2
Je 51 FMRI FE R DI RE R 16 | 3 e 1k X T i
I % H (fragile X mental retardation protein, FMRP)
B GIAMEE X SR G R B, A L
WFFEEE XTI FMRI )5 85 X CpG & 1Y H ZE AL 1
O AE R TR B R RS )2 N
AW FE ST T —FF BT ) TaqMan #8261 H 3% 4k 52
¢ )6 % 1 PCR ¥ (quantitative methylation-specific
PCR, gMSP) , JF7E H M 4E 5 5 k5 I Ak 4 i
FMRI FE R 3 25 XSl HERARAR S, e sr — P
TR RS I B 1 X 25 BRI i

1 #REFE

1.1 ME

PEHR 2017 4E 1 H 2 20184F 4 A7E) KA 104)
fRAgEBE 223 F-PCR #ii2 Mtk X 25 S 1E B # 3
B, AR SE L 3~6 &, i EE A B 24 H L IE
9 20 ) A 3, AR 3~0 B, P A
BAES % 34 A, 58 i DNA & 47 T -20C K
Fio DAL - 2018 4F 4 H Yl B0M T Pl B 2
e [ HRE Y 38 54 45, AR IRV [l . 3~8 %, W v 4
164 % 54 A SMA I 2mL , {47 T EDTA $0 5845
H AR 2 2 40 A BEAR IR 25 S S
B X (P=0.56) , AN 45 S 7= Az 2 i), R kg ik
1 —55,

i ZiE S E SRR . AW A HE
SEOL W 2 S35 EURS MOB R D23 2010 4F 2 H & i
1) O/ Bl R 2 W 5 ek F M) 56 R JLE A
PA1RE 3 2R PR A 2 Wi b o . AT B 2 B T
E L g TR A F RS hoo R B W

STIPURS

12 ik
1.2 RIS

SIRE Y5 T i IS AR ARG BR A
), DNA MV fit i £ A B & (REBR TR ) WA LI
YRR AR . WL EL 55 L5 ) DNA JIF
i FH Y PCR 473 & 2 2xGoldStar TagMan Mixture
W Bt B 2 A YRR BR A F] o 9Ot
PCR 1 %% -4 ABI 7500 Fast Real-Time PCR System,
FMR1 55 PR F Ak BHAAAE AR R 25 1l A R 95 30
G5 R ER BE 2EAG 5 I F-PCR HASI CGG %L,
1.2.2 Il DNA $2H

KT MFEHT AL YR A BR 2 &) i % 2 i)
B 54 191 I ALAE BB B 4 1 DNA, FH 4006t
& 11 £ DNA 46 B F1 ¥k B, DNA A AR B -20C
TRAF S
1.2.3 H % fk 52 B} 9¢ )% % 7 PCR (quantitative
methylation-specific PCR, gMSP)

et WA R R A BRIS , A T W 3k
CpG S - +F CG )P4, %A & 4= 3Lk CpG
B WAL UG JF 8 . AT FMRI 3 A
519 ARET & A XA R Eh AL 35 TR+ CG
JE A0 R B T e it . BG4 FMRI-F: 5' -
TGATTTTTTACGTTATTGAGT - 3’ , F {if 51 ¥
FMRI1-R:5'-GAATCGAAAAACAAACGC-3', %4t
FMR1-P:5-CACTACCTCGCGAAAACCAA-3'(5'-
FAM, 3'-MGB &) . 2 ACTB B A 5| ¥R Et
W it . ACTB-F: 5 - TGGTGATGGAGGAGGTT-
TAGTAAGT - 3" ACTB - R: 5 - AACCAATA-
AAACCTACTCCTCCCTTAA-3',ACTB-P: 5'- AC-
CACCACCCAACACACAATAACAAACACA - 3
(5'-HEX, 3'-BHQI1 & /i) . ¥ 4 2% 4 93T 10
min; #&J5 56°C 1 min .65 30 s (Y5 ) 94T
30 s,50 MEH ;40T 10 s,
1.2.4 Fil2¢ik

AW TR ¢ R 30 % N B PR A 5080 2R A 7 %

LA 56, 22 5% K/NRH PAEHIKT . P>0.05 £ R H
LR Z 0] 22 S o g it i X, P<0.05 Ros 4
BAEZ 8 22 S A geit e

2 #R

2.1  ENFEHAIEEA ) gMSP K 25
TE IE % B VE) DNA BEASH N 22 H ACTB
FH 4 (Ct {H 26.73~28.93) , FMR1 %t [N H %t 1k BA
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Mo MEtE X ZE A1 BB E NS LK ACTB 1%
(Ct{H 26.95~27.98) , FMRI £ [H BHVE (Ct A 27.11~
20.57) , ¥ AC=1.18, IEF NS HH ACTB
BH 1 (Ct {H 27.23~29.85) , FMR1 3[R BH % (Ct {E
29.68~32.64) , " FH ACt=2.64( WK 1),

A Amplification Plot
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Figure 1 qMSP results of samples with known

methylation status
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YT A 58 S R AR R A B A A
Bf A2 P AR 6T JOH T 4 R 2 A 54 44 3~8 %
FI FRE 55 25 A7 A BIF 9% QMSP AT, A7 1 43 46 ) 3]
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1.85%.
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Figure 2 gMSP result from a boy detected positive

FMRI methylation

2.3 qMSP [H:45 5 F-PCR & 145

T ik gMSP K ) FMR1 5 R 3 Ak B 1
1) 55 B CGG BARE & AL, DL B SRR R
CGG HYTTFEAE , 83 95 M F14x 2 IR B 15 2446 06 T
F-PCR kil , 1A% 55 Z 1) CGG HEZ %0 383,
LA, RIS I A P E A LS R R A e X 2R
HAE . HAEE TR R EE MR , F-PCR K2lll CGG #5 Il
R 30 F1 81, TS AS#EAT # . F-PCR 45 K2 U,
& 3 FlE 4.
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Figure 3 F-PCR result of the boy detected positive gMSP
result with 383 CGG copies
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B4 qMSPPHMESE EHFEM F-PCR FxFlIEN CGCEE
EE A 30 F181
Figure 4 F-PCR result of the positive boy’s mother with 30
CGG copies and 81 copies
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SR F-PCR L ZIBTIENE X 285 fiF  (Hi% 05 1A
P18 CGG HAZ B EBRM™ . 3 Bt A 4l STk
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MELLY B 8 o AR BT FEAE qMSP A Sy BH A A9
B 3 B HBE 2 1 DNA KA SR 3% 930 B0 42 8K
BREE 2k 30 Fr AT B AL . 3O B T A K3
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LR MR AR A SRR , SO B R ik 22 ) 5C 1 5k 3
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RS Y IT¥EAT « FP B A AR A FR 1 14 1 U g
i PCR (methylation - sensitive restriction enzymes -
based quantitative PCR, MSRE-qPCR )"’ H JLAk4F
Sk £ H O AR AT B 1S (methylation specific multi-
plex ligation - dependent probe amplification, MS -
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EHLUKAR CGG & 5y I i 540 15 J1 4%
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EEHLIX 571 TS PERRS HPV RIMEP R A A

SRR PMRART HAYE KEFT

(# ZE] B B AFERNE (HPV)7E B MR E 3L WA kel . Ak FIH PCR-
F 1) 5 5585 571 611 P HPV IR B AT 3L R Ay BRI . 855 HPV (IRAE R Ye 6,11 142 %Y
S BRI WA | i fE Y rh L 52 016 A1 51 2 S B EYL ER  OR [R] AR I B YL E  , 21~40 2 AR Y 5
PE HPV B 3R A5 5 AN R R | B — YL 3Ry 56.39% , 2 FL e (—H K DL ) IR R 43.61%,
B —JR YL R R 2 HER Y SR B 7 FRAS [ R A H v TR R R R IR R B, L
PIs R AR A £, Gt BRI A HPV JE R R 7R A [R)4F % B A [RS8 70 7 A A3 1A
225, 21~40 2 B R Ay o HIRGL BN B2 4

[kiM] HPV; HMEgy; SEFE 1

Study on the genotype distribution of 571 males infected with HPV in Hainan
LV Jiaqing', HU Junjie’, FU Shengmiao®, CHEN Xinping**

(1. Department of Clinical Laboratory, Nada Town Hospital, Danzhou city, Danzhou, Hainan, China,
571700; 2. Central Laboratory, Hainan General hospital , Hainan Hospital Affiliated to The Hainan Medical
College, Haikou, Hainan Province 570311, China)

[ABSTRACT] Objective To investigate the genotype distribution of HPV infection in male persons.
Methods Genotyping of 571 males infected with HPV infected by PCR - reverse dot blot hybridization.
Results  Among the low-risk HPV infections, genotype 6, 11 and 42 were the major subtypes of infection.
Among the high - risk infections, genotype 52, 16 and 51 were the major subtypes of infection. Among
different age groups infected, HPV in males aged 21—40 have the highest rate of HPV infection. Among
different types of infection, the single infection rate was 56.39% , multiple (double and above) infection rate
was 43.61% , and the single infection rate was high.In multiple infections, 7 different types of infections were
detected, double and triple infection ratesare the highest. High and low risk of mixed infection accounted for
the majority. Conclusion The HPV genotypes of male infected persons are significantly different in different
age groups and different infection types. The infection rate is the highest among 21—40 years old and the
infection types are more complicated.

[KEY WORDS] HPV; Male infection; Genotyping
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E B PR AL, — R RO 3 B A S RIS, TRAE R B SR A S
GV P A< VAR S R AN T 1S N I o VA R e SV S I - e 0 3/ N 2 B
EAMALTT, AT R AEFL ORISR 5 B R a2 HPV i W WAk, O B 55 Mg

A A5 1 AE N AR KA T A A I A, M d 45 1 571700

2. HEHEAREREZRIE TS B awmies s THEERNKEREE LR E,Ed, %2 570311
B RIRFHIRAR A I FE — 1
*BAZAVEH TR A& F, E-mail : chenxinping52@126.com



SNTEWIERIT 2 20204E2 A $51248 4528 T Mol Diagn Ther, February 2020, Vol. 12 No. 2 - 147 -

Je AU 978 KU 38 AT RE 2 S BUA YEAR BE I &
A I RIS R I e PE TR HPV JEkge S B0
Ji#i (cervical cancer ) {4 XU BH i 57 21 5 PE VAT A 9
S, 7E S PR R A b B IR HPV [ 34
SRR 38 , 5 3L P s KU HPV A S 8 i A8 i
I AR 1R R R BE, PRL AT 5T 5 1 HPV R e
XoF g 1 S 1 TR B R S IR AR R G
AWFFERS ST1 9 5 LG ¥ 1) HPV Sk A B R A7 48
AT, LB B HPV 56 5 0 7 593 P g e 25 v 11
ARHIE , 00 55 PR L 3 AL 1R i 45, HEBE AN HPV
HH O g A8 RS

1 R

1.1 RS

Xt 2014 458 H & 2018 4 2 A [l Filg A A
B2 Bt P o0 52 56 28 R AT HPV A2 K43 4G I - Hff
I 571 BB PR IR EL Y 16~76 5, F 2
SRS (3529) & B8 AT Ge it o0 i, A Rk AR AR
B 5V A B AR A B R A L R GE T
Ko T J) ) 2 23 106 7 A0 R s o3 0 0, ol R — IR PR AR
S E T (ORI RE W H AR AR A A ) REG
SRR IR RS AR PR AF 2 2% SRAE S AR ACTIRAT
ANt 7R, 20CIREANBE 3 NH R R R
VRl
1.2 FEEHIALES

WREAE A (YD A BRA R A= i AN FL 3k
Je o 7 5 PR 43 7R (23 78 ) A 3 AR & (3 A AR
Oy SOBE R T AR W I 9 B B 4 i L S 2% L 2
FRR BE A R AR R O E AL G 3,37 ,5,5-1
006 5 e ) LA B2 YN-H16 %8 3 2% 52 X, T100
Thermal Cycler % 3 [K § 3 {2 ( 3£ [#] BIO-RAD 73
Al
1.3 Tk
1.3.1 DNA 7 &I

U PR LS5 20 B T 2 s 1) A B A
WHERS 2 1.5 mL 3045, 13 000 rpm 2520 10 min,
Fr FIHWUE R AN 24 (53 B $EEUDNA,
1.3.2 PCRY 14

S35 1) 285 S B T AR 1T A% PCR 2
(S R 20 /A i 4r i A 5 wL il 2 47 1
DNA, ¥ 8 B e AR R4 8 25 pL/ N . 3% E X
I 55 - 50°C 15 min; 95°C 10 min, 94°C 30 s, 42C
90 s,72C 30 s 3£ 40 MEH ; 72°C 5 min,

1.3.3 HPV H:[H 438

FHNFL S R 9 25 32k PR 4 ARG D3 7] 2 (PCR-
S Ia) A2 28 ) K i 23 F HPV I AY .6, 11,42 .43
181 (5 FK & WA ) ;16.18.31.33.35.39.45,
51.52.53.56.58.59.66.68.73.82 Fl 83 (18 F &
FEMEARY) o 2 SR ] PCR (R Sh 43 Fl DNA
F 1] 15 2852 AHEE A 1 HPV S R4 0K I 4 A, ]
FHHPV B R S TR e o 1, 973 1 23 F
HPV SEF R H 0 F B, FRsE Y 38879 5 18 e
TEE A% 1B o TR iHE AT 4458, IR M 24 385 5 1
A ICRFNEEER . A= Pyl i K G 2 B0
BRI AL AW, Sk K3 10 min, A Z2 58
FA 517238 1.5 h, YRR A G (00 J 4 B 7] Ay ) 3
PR e b 2 B2 S0 B L BH M g ot 2 kA 7 )
A FR AR IR
1.3.4  GiT2Eorir

iz F SPSS 19.0 847 Bt 43 A, B — ke e
2H A 22 F TR gL 4 PP 4% R R AR ] %o e AT
AR BB HPV (GRS S DL KA [RGB S 7 1Y
JRR YL SR 2 () R R 5, DA P<0.05 A 48

HE X,
2 R

2.1 HPV % WK A

IS & Y& e 4 = 1 JE R 6 AU 202
(35.38%) .11 1 109(19.09% ) .42 %I 58(10.16% ) ;
i e TR YL R B ) S R . 52 U 76
(13.31%) .51 %1 65(11.38% ) .16 %1 63(11.03% ) ,
W1, PA— YL L F YL (ULIE 1) o HPV 4%
A A AT SR, 2 R T — R e 2
S G L (P<0.05) , 1L 2,
2.2 AN[EAEIE B YL HPV [ fERs 27Y

571 5] 3 ¥ HPV Jg Y 35 v | B 4l I, fi 7 ek e
RN 38.18% , B4l fo B YL F Oy 34.15% , i fIK
fE IR A TR RN 27.67% , 2 21 [8) e % 2% S o5
THEE L (P>0.05) 15 2 20 (IR R 5 T R AR e
TRA T (P<0.05) . AN[FAFER AL Z [H] HPV J&Hy
MK TLEL , 21~30 % ZH I 31~40 % 2H 1 HPV L %
55 (P<0.05) , 43 914 33.98% 1 34.15% A [ J&
YA () 45 AT I BE 22 1] HPV &L R F A, 2R afi %
i B rh 21~30 % 41 1 31~40 % 21 JR YL % 5 5 (P<
0.05) , ¥4 13.84% , 2 2 [6] L 4 o B W 25 5% (P>
0.05) ; B4 75 1 A 31~40 % 4 R Ge R Ky
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&1 HPVETHRZHER (n(%)]
Table 1  Frequency distribution of HPV subtype [n(%) ]

A5 LRI 3P0 EA V3O Bt

fRfE 2y
6 96(16.81)  106(18.56)  202(35.38)
11 46(8.05) 63(11.03)  109(19.09)
42 17(2.98) 41(7.18) 58(10.16)
43 11(1.93) 40(7.01) 51(8.93)
81 8(1.40) 38(6.65) 46(8.06)

1
16 20(3.50) 43(7.53) 63(11.03)
18 5(0.88) 19(3.33) 24(4.20)
31 1(0.18) 5(0.88) 6(1.05)
33 6(1.05) 11(1.93) 17(2.98)
35 3(0.53) 7(1.23) 10(1.75)
39 4(0.70) 16(2.80) 20(3.50)
45 0(0.00) 8(1.40) 8(1.40)
51 20(3.50) 45(7.88) 65(11.38)
52 27(4.73) 49(8.58) 76(13.31)
53 15(2.63) 32(5.60) 47(8.23)
56 5(0.88) 25(4.38) 30(5.25)
58 7(1.23) 37(6.48) 44(7.71)
59 9(1.58) 25(4.38) 34(5.95)
66 12(2.10) 22(3.85) 34(5.95)
68 9(1.58) 21(3.68) 30(5.25)
73 1(0.18) 4(0.70) 5(0.88)
82 0(0.00) 4(0.70) 4(0.70)
83 0(0.00) 9(1.58) 9(1.58)

A B

WA A—RYe; B 2 ERY,
Bl AEBEFEERBPHEFRRNLER

Figure 1  Genetic test results for different infection types

12.61% , & T HE AR 41 (P<0.05) 5 R fE IR A
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2.3 A[A] HPV J&YLE R Fi
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e FE T2 EBRYe (P<0.05) . FE B E RN
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Figure 2 Distribution of HPV subtypes in single infection

and multiple infections

x2 ARERBEBLEHPVHBRER (n(%)]
Table 2 Types of hazards infected with HPV at
different ages [n(%) ]

AEIRE aifRfesy alimfe R mRfERAam B9t

<20 13(2.28)¢ 5(0.88)" 11(1.93)¢ 29(5.08)"
194
21-30 79(13.84)  57(9.98)° 58(10.16)
(33.98)
195
31-40 79(13.84) 72(12.61) 44(7.71)°
(34.15)

41-50 33(5.78)°  39(6.83)° 26(4.55)°  98(17.16)"
51-60  6(1.05)¢ 16(2.80)* 14(2.45)°  36(6.30)°
=61 8(1.40)¢ 6(1.05)" 5(0.88)° 19(3.33)"
BIT 218(38.18)" 195(34.15)"  158(27.67)  571(100)

5 IR A B 3 P<0.055° 5 21~30 2 41 L AL P<0.05;° 5
21~30 % 4 L4 P<0.05;° 5 31~40 Z 4E I 4 L3R P<0.05;° 5 21~
30 % 4 Lb# P<0.05,

i BB L R 8 T2l = fE A (P<0.05) 5 2 d gL
U R RN R I SR SR v, A Bk
25.22%F19.98% , H. i IR fG 1R A5 A A SR e 8 1y T
Al fI £ A 2H By PR R A AU AH (P<0.05) , L3R 3,

40 S
e
" AR A
S
M_ 20
£
#
10
0 1 2 3 4 5 6 7 8
BT

B3 AREBRERBHBERSHER
Figure 3 Distribution of infection rates for different

infection types
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R3 AEHPVEREBAH n(%)
Table 3 Distribution of different HPV infection types n(%)

YA FLAf I e Y gl f i R fER A Bt
—H 178(31.17) 144(25.22) — 322(56.39)
iy 35(6.13)" 35(6.13)" 74(12.96) 144.(25.22)*
— 6(1.05)" 13(2.28)" 38(6.65) 57(9.98)*
UG 0(0.00) 3(0.53)" 23(4.03) 26(4.55)
TiE 0(0.00) 0(0.00) 15(2.63) 15(2.63)
INE 0(0.00) 0(0.00) 4(0.70) 4(0.70)
+LE 0(0.00) 0(0.00) 3(0.53) 3(0.53)
Bt 219(38.35) 195(34.15) 157(27.50) 571(100)

e U R Y A P<0.05 5 5 SR E TR A B4 H g P<0.05

3 itig

HPV J&—J5Mg I 57 M) WUEE DNA i 7%, © 48
122 1Y HPV LR 73k 200 Z2 5, AR L SUE R RS
[T HPV 432 i JXUBS: Y (high risk, HR) AL RS
(low risk, LR) %Y, [fif HR-HPV (¥ #5382 B 12 5 3
TEH b B G AR hpga aies AR s AR 1) B R,
Gt B SR A AT AR B AR RE I & AR R 2
ERIEAE SR AR 5% , IF H B ZAIE X PR
5 HR-HPV JRYL BT, MM BERA R
2t B2 T0% 1 B SR 8 2 H HPV16 FHPV18
B G1 K, 29 60% 1Y 1 W i & A2 0% 5 HPV16 FlfE
TR Y R B i R R B O

VAR, B 5 45 S HPV 35 (R 43 R0 KG:
REHET , HPV G R Bl BT, H i T i
X N FVEEL AR SRAE S S A iy ik i 22 5, 33k
WIS T e AP AE 22 . LR-HPV JBYL 43 Fi b, AR
WF 5% 45 5 578 HPVG6 F1 HPV11 J8& G 45 4 43 i) Ky
35.38% 11 19.09% , b 55 P 3 221 LR-HPV
YT SRR N HE T AR X 5T R
HPV6 Fl HPV11 Ay 3= %2 By 5L A R (4 0 5 2518 #H
Bl 15 LR-HPV J&YAH K 1F 2 R K RPE Al
L A5 TG B8 350 1 Bz P A8 B 23 7 AR A Y K Y
fatFE 10", HR-HPV JE&Ge /A p , BRI SE AR
1B HPV16.52 .58 F1 18 & [F N 221> b X 55 PR AR
t EE A HR-HPV 2581, Hof HPV16 # & 3 5 57
"B 24 L A T Y DG IR A ey, LU U2 HPV5S8., 18,
52, I HIRGL ARV FS YL A A Xl 22 R, A
WFFE 45 5 i HPV16.52 58 F1 18 [ L AR TR Ny
11.03% . 13.31% . 7.71% 1 4.20% , H: /" HPV16 Al
HPV52 e R oy v, HL 2 F e 28 R v HPV 4%

TR R 18 v A — R, 5 T ROK A B 5 4
FE R A 78 Hh 5 P HPV Z2 51 Jgkge v 45 3 43 A H
FERNED RN S B b R S g SR L
AR A BE ) HPV R Z5 R /R, <20 4 h &2
PR UG I R R A | 21~40 5 41 PR YL S B 7, 40
2L F R R R R R A R BB S 21~40
4 2] 5 PR A P AR 3 T BRI 1T 2 HPV R LR
BafnAg 56, PEARIE" i HPV 51 A9 B 08 42 T
WA T R 2 15 L (A% A 20~40 %) K00 R FIAE
TN E R A, BEARZAT 50 J1 800 411 F1 266 000
NBET, b TR 6 BRI A 55 PE AR 38 in T HPV 38
W PR R AL Y A MR AT R . BEAE 21~60 %
g HPV (= fa 28 (A 435 B4l i fa B A S (IR s TR &
) #5717 o T ali G e AL, R0 5 P A #E b HR-
HPV B 8 UL, XA T [ B9 A8 0 e
DRSS [ B4 i T P AR ) B R R ML
AR 22 F IR YL 5 W A A ) LR TR DR R 58 42
THAE B ZF HPV JE R A7 i RERG InfRa i %
e B BE NSO RS . BIF LA HPV 2 3R [ 71 T
RRAE X B U 1) S A D R RS SR R I TS A
PR Y, 8 i HPV SR 4 ALK AT A R 1Y
A AT AT Y h
JEYL N = TR B U 22, T HLE 2 B T A
N BNl B RS o Bl N 5 I A= 9
R A T A B g A 5 T HA Al IR 5 8 4 Bl i 5 i
I, R M HPV £ B b DL R IR fE TR A5
Shy T FUERGL 4, AT REHE N CA R i) 2 98 AT A8
1) i A RS LA SO ] BR36 Y S T = A 5
FH HPV R 1 47 KA G 75 42 e 408 [ 1%
HPV L&, [ 2007 4F D)3k FE 4 £ R i A
KOG HPV #2142 sl a2, [R] I/ 22 7 Y 0
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H ORI 500 H #3813 T HPV 2 i b 2256
WFFE R E H 17 A B0 B 5 1 HPV AH G
JiE P U 2 7 58, T B9 P R g 2 1 A s 1 i 4
S LT 0T R g e KU , DT B8 e o )
KR T A AR [ E R R
HPV i R BN B AR, HA s HE
HPV % i 42 o0 55 P BA G40 4R T {3 I HPV
E V0T 3 IR E K 6 1) 52 MR K 5 LR X B e
[EJREE . T HPV B e 5 3500k B B A e 7
A S A IR K RIS PR AR A RV AR AR
R A2 W R i 555 T, T I 958 22 IRIYE , T LA &2
B HPV 2 WA oy KBRS 49140 Tatar 55
NPT — TN S R R 2 A (2 BRI
X422 Fh HPV S 1 B9 IA R A op |, 45 51 SR BF 5 %t
Goh R 2R IFEARHIE HPV BT RE 48 T B vl
FH ARt 53 HPV 8 1, %R 1A 1 9 25 2%
S BN, HAh 5 PR AR Y TR AR R R e
o ABEFELE A R B PEREAR 9 HPV K 3697 Fil
PE VTN SR T AT AR, XA TS P HPV
YL AT A R AN B —E S5 Ml

5% LAk
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L KR T35 R 936C/T o7 5 2 A5k 5 &k
NWLEEBER) G &

WRART FR L

(# E] H® WIS N L EKEF(VEGF)936C/T £ 480 5 24 0 U SE (AMD) (19 X & .
Fik AIA 2016 4F 7 H 2 2018 4F 12 H TEAR B4R 2 HL 1 W2 Wik AMI 89 120 5 35 1 R AMIT 20 % 7] 4]
HEAT (8 AR (1) 150 1917 JE B VE S X IR . $RICHM 8] Il 36 (R 4] DNA 3@ 3 PCR SR | fl§ 9] 5z DA R B
R R Ji L VK R VEGF TR 936C/T i i 248, 455R  AMI 4] VEGF % [H 936C/T {3 55, E’J;@tl%wﬁ
K (CC:34.17% ,CT+TT :65.83% ) 5 X R L] 1) L K AU S0 % (CC : 54.67% , CT+TT:45.33% ) 2 5 A G il 2%
S(P=0.001) ; AMI 4 VEGF %&[H 936C/T {37 15 S 7 FE IR (C: 59.58% ; T: 40.42% ) 5 %} FR4H fru;ilﬁ;r
F(C:73.67%;T:26.33% ) 2= 7 B 2% 35 X (P=0.001) : AMI 41 3 VEGF %[ 936C/T {37 55 CT+TT 3
PR L ) | 25 A7 B PR T A 3R BH S 78 6 B 2H (P<0.05) o« AMIE H VEGF $£ 5 936C/T 37 5 CT+TT LK Y
HE BN CK-MB WAE | cTnl W W & 5 F CC RN K | ML VEGF /K-F B AR T CC 3N R B &
(P<0.05) . Logistic [B1 34387 7~ , A IR L i IR A BTG =i i MUAE L VEGF 3E R CT+TT & 5 AL
AMI BEARIER N E . &1 VEGF 2N 936C/IT Z 415 AMI B & A4 0, P S (7 22 N T ol i &
AMI % A= 11 5 RS 3L A

[EiA] MO, mE W RAERKET; SEZE8E; B EE

Correlation between 936C/T site polymorphisms of vascular endothelial growth

factor gene and acute myocardial infarction
CHANG Yawei*, LI Sai, JU Shaotan

(Department of cardiovascular medicine, Henan provincial third people’s hospital, Zhengzhou, Henan, Chi-
na, 450000)

[ABSTACT] Objective To investigate the correlation between vascular endothelial growth factor
(VEGF) 936C/T polymorphism and acute myocardial infarction (AMI). Methods 120 cases of patients hos-
pitalized and diagnosed with AMI for the first time in our hospital from July 2016 to December 2018 were en-
rolled as the AMI group and 150 volunteers who had physical examination in the same period were enrolled as
the control group. Genomic DNA was extracted from peripheral blood, and the polymorphism of VEGF gene
936C/T site was detected by PCR, enzyme digestion and agarose gel electrophoresis. Results The genotype
frequency of VEGF gene 936C/T site in the AMI group (CC: 34.17% , CT+TT: 65.83% ) was significantly
different from that of the control group (CC: 54.67% , CT+TT: 45.33% ) (P=0.001). Allele frequency of
VEGF gene 936C/T site in the AMI group (C: 59.58% ; T: 40.42% ) had statistical significance with control
group allele frequency (C: 73.67% ; T: 26.33% ) (P=0.001). In the AMI group, the proportion of CT+TT
genotype and the frequency of T allele at 936C/T of VEGF gene were significantly higher than those of the con-
trol group (P<0.05). The CK-MB peak, cTnl peak of the patients with CT+TT genotype at 936C/T site of
VEGF gene in AMI group were significantly higher than those of the patients with CC genotype, and the level

VeEBle . T B A ZARERS oE RE, T, #M 450000
*BAZAEH F AR, E-mail : 27450553@qq.com
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of VEGF were significantly lower than those of the patients with CC genotype (P<0.05). Logistic regression

analysis showed that age, smoking, hypertension, diabetes, hyperlipidemia, VEGF gene CT+TT genotype

were risk factors for AMI. Conclusion The 936C/T polymorphism of VEGF gene is related to the develop-

ment of AMI, and the allele T may be the susceptible allele of AMI.

[KEY WORDS] Acute myocardial infarction; Vascular endothelial growth factor; Gene polymor-

phism; Risk factors

2P .0 WL #E BE (acute myocardial infarction,
AMI) J2: i PR UL A0 I0L48 28 G900 , I 17 4 o
HA W B RMBUER . Ik, K E AMI
() & 8 AR T R LR R AR AR R s, &
25 1y a8 P Y R A R 1 A e T AR R R, i A
M 4 £ A F (Vascular endothelial growth factor,
VEGF) J& H. A5 % K AR 10048 8 A= 4E i i 4 g 37
T AMI ., Jigi B 56 25 Bl ifiy 1 992 90 19 2 9 1 72 v, fiE
i A1 8 3 A A TR B B hn i 4 R ML A R
L Bl 0 2 20 O A 5 22 I B ) S 5 AR
52 VEGF e8I 58 AMI K B O WL A5, A
1) VEGF 5 A T L Ak 6q21 , i T 3’ JE 4w i [X.
1 1$3025039 137 5, (936C/T ) &= WL 1y K 8 £ & ik
P75, & AR L BE (C) m) B iR s e (T) i 28 42 2
ZEHEUF S 5 AT SR Y & A R {3 VEGF $E A
936C/T Z A M1 AMI I/ i A 58 4 [ B .
I, A58 & 7 36 1 VEGF 3£ 7 936C/T £ 4
PES AMI 1Y 5C &, DU S A £ 32 1) ] AMITL &2
) 5 B BN I A AMI R e AR R I E
B

1 M&REFE

1.1 R4

PEFE 2016 4F 7 1 & 2018 4F 12 A fEAR B H i
W2 W AMI 1Y 120 il S35 1E 9 AMI 4L, A4
#HE: OFF A hARE 2= S0 MR F oy 248 2 I (R
PR 0 LR ZEA2 W R YR 7 48 R ) b 0% ) T b oA
Qi R 52k G IREEA S 3 o HEBR bR : O
IR 4 s Q& IEENE . A B e T | i
W s OREAEA O UEZE | G AEFE 555 5 o 55 B[R]
Y7 A g 30047 il BREAACAG: 1 150 491 2 Ji 34 kg ot R
4, AFROTRFMCHERSHANE, i
AR R I 5 F ANE R 15
1.2 AR5

4 11 35 K1 2H DNA $2 BGa5H) & . PCR il TR K
W A € E P8 KA ] . VEGF 31K 936C/T 37 145 Y

I A T ARG, AT« B 5'-CT-
GAAATGAAGGAAGAGGAGAC - 3' | F Jif 5 -
TCCCCTCCCAACTCAAGTCCAC-3' ; % [E BIO-
RAD /14K T100 HUA6 B PCR Y kg A )\ ] |, 1 ]
HEZ UVP Gelstudio touch B A% A FE 5L BT
/NI
1.3 ik
1.3.1  VEGF(936C/T ) K 224514 iy Al

B AMI 28 6 BEZH (%) Ji 3 K Ol 2 mL (EDTA
BUEE) , FH A 1 35 PH 2H DNA $2 Bt 50 £ 38 Bt A
21 DNA, >k | PCR [ IR W L & PCR )M AA R,
B AT : 5K 41 DNA 2 wL . PCR [iff #il & ¥ 10
pL .10 pmol/L #y I FHF51 145 0.4 wL . 25 B FIK
7.2 pL, #% T 9 F2 7 #E47 PCR 2 : 95°C 748 7
10 min, i J& 95°C 254 40 s . 54C iB &k 40 s, 72C
HEAH 40 s, A 40 MFIF G 72T 4R LI 50 s
3 2] PCR ;=4 . PCR j= 4 HI B il 14 P9 VI il E 47
fifg D) 52 17, i) I AR Z O PCR =9 1 L, PR
PENPIEE 10 U, 25 8 F /K2 2= 10 pL, 37T K
W, YR H U)W R AT 2% B W EE R L UK
100 V, 60 min , 35 fi B8 56 I A B8 15 B AG AN T i 5
5 U] 7= M i R, R EHR HI W VEGE B2 A
936C/T i 15 1) £ 251 . 364 bp — 4~ A Bt iy CC 3
RIS 249 bp . 115 bp P> Fr Be iy TT 2 A B 364
bp.249 bp. 115 bp 3 > Bt A CT % A &L,
K1,
1.3.2 MEHER

[ ERa e il a1 I o N @ A A S I N =1
I s OB PR s v B I0AE B 5 JIE [ B (Total
cholesterol,, TC) . H i =5 ( Triglycerides, TG) Ik
2% J& Rig 85 1 JH [& 5 ( Low density lipoprotein choles-
terin, LDL-C) . {2 % J& i 25 11 IH [% /i (High density
lipoprotein cholesterol, HDL - C) . [A] %4 = i % iz
(Homocysteine, Hey ) . i i L 2 U3 5 [7] 17 ( Cre-
atine Kinase Isoenzyme-MB, CK-MB) .. JLJLES &

I I(cardiac troponin,cTnl)
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A B C 2.2 Widl VEGF BEPR 7 J 467 35 PRI 3640 A7 LR
Wi 20 6] VEGF 3£ [H 936C/T {37 s 3 [H 1 K Z5 437
115b O T YT
b SEPA ) 434, 22 58 Ge T2 78 X (P<0.05) . L
24!
34‘235 %2,

AN CCHERFAL; B TTHE ;C o CTRRH AL,
B 1 AR R L ik A

Figure 1  Agarose gel electrophoresis

1.4 Guitsaabs

FH SPSS 21.0 #4748 it 2% o iy o THRE%E
BEUA (2 +5) 27, PR 2H [R] 34850 1) L3R FH Bk S A A
t K AR S B R 5, T ECTR R n (%) =
N KH K . SR 5028 Logistic [M11H 43 #1
fER N . P<0.05 AZERAGIE L,

2 #R

2.1 Al — I IR TRk ekt s

AMI 41 P AR R | e I 238 OB R 56
i ILRE 2R | 5 Hey I E % & i i TC . LDL-C.,
VEGF 7K V- Y4 W] i 5 T X BRAH, 1l 7 HDL-C 7K -
B BAR T X R, 22 5 A G E L (P<0.05) .
PEBI R % TG KK F B P 4 0] 22 53 E 48124
=X (P>0.05), WFEK1,

R PHRLTORAL [n(%) ]
Table 1 comparison of basic clinical characteristics between

2 groups [n(%) |

AMI 4 Xif iR 2
TH (n=1zf) (nJI=150E) dy i Pl
B 68(56.67)  71(47.33) 2.325 0.127
FY (%) 59.93+13.35 56.93+12.77 1.880 0.061
Wz A 53(41.67)  48(32.00) 4.215 0.040
R 32(26.67)  44(29.33) 0.234 0.628
e I 69(57.50)  36(24.00) 31.481 0.000
Wi PRI 45(37.50)  29(19.33) 11.059 0.001
1= Mg I AE 57(47.50)  45(30.00) 8.686 0.003

175 Hey ILGE 31(25.83)  19(12.67) 7.659 0.006
TG (mmol/L) 1.88£0.41  1.79+0.52 1.549 0.122
TC (mmol/L) 501093  4.46x091 4.887 0.000
LDL-C(mmol/L)  3.03£0.73  2.26+0.52 10.107 0.000
HDL-C(mmol/L)  1.04+0.22  1.16+0.36  3.204 0.001
VEGF(ng/mL) 101.46£16.95 52.39+9.93 29.667 0.000

x2 MAVEGFERBIREMERMEMLLE [(n(%)]
Table 2 Comparison of VEGF genotype and allele frequency

between two groups [1n(%) |

AMI 4 X R4

VEGFMI — (_150)  (nmiz0) X PR

LR Y 11.296 0.001
cc 41(34.17)  82(54.67)

CT+TT 79(65.83)  68(45.33)

SN 12.037  0.001
C 143(59.58) 221(73.67)
T 97(40.42)  79(26.33)

2.3 AMIH T AR[E VEGF He R B # L 15 hr #Y
FbAs

AMI 4 W VEGF %:1H 936C/T i /5, CT+TT 3
IR 760 R 3 114 1L 3 CK-MB W& A{E . Tl W& {H IH 2 &5 F
CC JE R R | I3 VEGF /K - B AL F CC 3
HRLE 25 BA 51222 X (P<0.05), CC 3
R85 CT+TT 2 I # f 3% 1fiLiE TG . TC.LDL-C .
HDL-C . Hey /K F L 22 R L4 i 22 5 L (P>
0.05), W& 3,

®3 AMIAHARE VEGF EEE B E MFERHI LB
[n, (xs)]
Table 3 Comparison of serum indexes between patients with

different VEGF genotype in AMI group [n, (Z+s) ]

CT+TT FEH A CC FEH

I

nH (n=79) (n=41) E PHE
TG (mmol/L) 1.90+0.45 1.84+0.39 0.724 0.471
TC (mmol/L) 4.93+0.96 5.1620.89 1.275 0.247

LDL-C(mmol/L) 3.08+0.77 2.93+0.70  1.043 0.299
HDL-C(mmol/L) 1.01+0.23 1.09+0.20 1.887 0.062
Hey (mmol/L) 12.94+2.85  13.09+3.44 0.254 0.800
BG (mmol/L) 6.77+0.94 6.44+1.04 1.758 0.081
VEGF (ng/mL) 89.12+14.58 125.24+19.2211.5120.000
CK-MB I§(E (U/L) 429.69+83.94 338.14+67.62 6.037 0.000
cTInl W&{H (ng/ml.)  4.67+1.33 4.11£1.19  2.265 0.025

2.4 AMIFH XSG RS & 1Y Logistic [543y

SR 2 25 013 5 ¥ U 18 16 6 I 3=, 20 B 4
R AR WY O LRI B PR L R A I
VEGF $:[H CT+TT %&£ [H A& AMI K& A= 59357 5 B
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NZE, Hid, 5 VEGF R H CC £ A 4%, CT+
TT PR3 R 2 AMI B9 JXUSS 38 A1 DL 3% 4.0

F4 AMIHEX B EZER Logistic B4 7

Table 4 Logistic regression analysis of related risk factor

for AMI
AR i BIE ORMHE  95%CI  P1{A
AR 0.093 1.174 1.023~1.351 0.021
W2 R 0.341 1.332 1.182~1.923 0.013
e IR 0.575 2.112 1.352~3.324 0.009
W PRI 0.213 2.332 1.412~3.582 0.004
1=l Il 5 0.081 1.575 1.211~2.039 0.011

1= Hey IfiLAE 0.046 1.109 1.048~1.929 0.020
VEGF CT+TT A 0.357 1.774 1.257~2.958 0.007

VEGF J& H 2 /F F T 1045 N 52 40 i i e A 22
O3 ZER -, BEASAE JE B A IS T B 2 il % 3 i
PE o TEC UEESE | A B 45 i 14 2 055, VEGF
A Ao AR A A R i ot 3 A M ) 1 FH R
S ot i o Ak ) D00 S A0 B B i v 3 2 T DR A
Jr F 2H SR e 0l R AR . 2 I R A ST AGE
> WILAE BE K fivi 451 BE. K8 35 1038 h VEGF 19 & & 3
2 ARBESERT AMI R IS VEGF 43T 5 2
A R HE — 2, B AMI 41 117 VEGF & 2 B i 4
%, 43 ATkl VEGF 193 22 Al RE 2 HL A TE B 1 5k
FUIRET ARG B | BT . S5 A RS
iR i, AMI filJ5 A K HBCE 9 IL7E VEGF & 21K T
Filfe R4, i UL INERIE T VEGF 3 £ /&
AMI K45 —F B AR A BA0EE , U5 A
K VEGF & s IKHEm A IR & 1 S04
AN, VEGF 415 042 235 A= 048 T8 i 384 m il 487
PR PSS , PR T 30 105 45 2% o

VEGF 455 0 P8 2 LTI 52 2% , Sl il 5 40 L 98 0
K S Ak AR R 23 38 VEGF 1 3% 35 Fl o3
W Gk VEGF [ 3SR R B A 2 S a5
] VEGF [R5 53 . HETC M VEGF 2N £
APERAL S 30 4, b 5 A i ) 2 38
A 2 3 B FHIE X 1Y 936C/T 3 45, 1% 1, C
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GAS .MTL.SS.CCK-8.VIP /K F-2{k & &

FER* HEA HIE ShE

[ ZE] BB EICEAE & R R 5 % R e s 5 m R X W R (GAS) (Hah &
(MTL) EEKANZ(SS) A AE K (CCK-8) IMAETE A K (VIP) K ARIE L, ik 2EHL 226 #i EiE
o I G 5 R VSR ISR 0 52, e vt ik B Wt 2 3, %o L ERE w8 I g H I 9 e niz g 1 s S
I BT S 9% Fe % GAS \MTL.SS .CCK-8., VIP /K-, J1-4M M7 I s ST I8 1 15 Yot 9 5 e PR] 2% K HL )
Wi, S5 226 BT & RN R 52 & A RO B s , B A 3%08 23.01%(52/226) ; ABEH
3.7d, 9 & Hitmdl B GAS MTL .CCK-8 . VIP /K-35 TR I & B itz B, SS KR TR I & B it
¥7 53 (P < 0.05) ; Logistic [7] 54387 & 7 , g T 1 i figq M 1fi 5 =20 mL ., /i P9 34 5 L GCS 34 <8 43 .
GAS .MTL ,CCK-8 ., VIP ¥ 2}y 8 i & 107 Jii H 1 0 & 7 it B Bz fa s PR 2, SS £ 47 BRI 28 ROC 4k
I3, ABEES 7 d GAS .MTL.SS.CCK-8. VIP #illll AUC KT ARi45 3 do S5 kT il ik 1 1l =20
mL P R . GCS & GAS \MTL . SS . CCK-8 . VIP ] 2 T i 15 I ki 1M 3 22 07 B 5 5005 fR 5o
PRIZZ, i H I 2 28 5 50 Wi GAS \MTL . SS . CCK-8 ., VIP 7K, R T 7 i 15 15 19 A=

(IR ] FREm MR B NEMES R, BWER; B, ARME,; HEREE; WEE
PE i ik

Influencing factors of severe hypertensive cerebral hemorrhage complicated
with stress gastric ulcer and the significance of changes in GAS, MTL, SS,

CCK-8 and VIP

YIN Hong*, CHEN Qingchun, SU Yanrong, LV Jiaxi
(Neurosurgery , Guilin Second People’s Hospital, Guilin, Guangxi, China, 541001)

[ABSTRACT] Objective To investigate the influencing factors of stress - induced gastric ulcer in
severe hypertensive cerebral hemorrhage, and the significance of changes in gastrin (GAS) , motilin (MTL) ,
somatostatin (SS), cholecystokinin (CCK-8) and vasoactive intestinal peptide (VIP) levels. Methods A
total of 226 patients with severe hypertensive cerebral hemorrhage were enrolled as the study subjects. The
incidence of stress gastric ulcer was statistically analyzed, the levels of GAS, MTL, SS, CCK-8, and VIP in
patients with severe hypertensive cerebral hemorrhage with stress gastric ulcer and those without stress gastric
ulcer were compared, the influencing factors of concurrent stress gastric ulcers and the predictive value of
GAS, MTL, SS, CCK -8 and VIP levels were analyzed. Results Among 226 patients with severe
hypertensive intracerebral hemorrhage , 52 cases had stress gastric ulcer, the incidence rate was 23.01% (52/
226) ; On the third and seventh day of admission, the levels of GAS, MTL, CCK-8, and VIP in patients
with gastric ulcer were higher than those without gastric ulcer, and SS levels were lower than those without

gastric ulcer (P<0.05) ; Logistic regression analysis showed that brain stem hemorrhage, cerebral hemorrhage

KAAREB ) ik Bg R A REE T AFHRA(Z220190740)
Ve Az AR T B AR ERAZ 4, )5, 44k 541001
*BAFHES : F %, E-mail : yinhuasj13@163.com
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volume =20 mL, increased intracranial pressure, GCS score <8 points, GAS (on the third and seventh day of
admission) , MTL, CCK-8 and VIP are risk factors for severe hypertensive cerebral hemorrhage and stress
gastric ulcer, SS is a protective factor; ROC curve analysis, on the seventh day of admission, GAS, MTL,
SS, CCK-8, VIP predicted AUC was greater than the third day of admission. Conclusion Brain stem
hemorrhage, cerebral hemorrhage =20 mL, increased intracranial pressure, GCS and GAS, MTL, SS, CCK-
8, and VIP are all influential factors in patients with severe hypertensive cerebral hemorrhage and stress gastric

ulcer, the levels of GAS, MTL, SS, CCK-8, and VIP after the occurrence of cerebral hemorrhage are closely

monitored can predict the occurrence of stress gastric ulcers.

[KEY WORDS] Severe hypertensive cerebral hemorrhage; Stress gastric ulcer; Gastrin; Motilin;

Somatostatin ; Cholecystokinin; Vasoactive intestinal peptide
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TR FARIFEBBIZEE , ZRAGIT =R X (P<
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Table 1 Comparison of serum and plasma levels of the 2 groups [, (F+s) ]

s ] 21 5] n GAS(ng/L) MTL (ng/L) SS(ng/mL) CCK-8(pg/mL)  VIP(pg/mL)
ABERT Ik BB 52 158.26+20.14 145.26+34.85  35.25+8.41 153.69+53.47 206.14+39.83
KIEEBE 174 157.62+21.32 146.32+33.74  35.69+8.92 154.02+54.26 207.1535.41

A 0.192 0.197 0.316 0.039 0.175

P{H 0.848 0.844 0.752 0.969 0.861
ABEF3d  FHEEETZ 52 179.41+27.83  209.61+68.32  26.47+7.41 178.69+32.85 237.42+41.39
ARIFERBEBIE 174 152.69+28.32 150.41+65.34  34.47+7.29 159.62+38.41 205.63+40.94

HH 5.993 5.673 6.918 3.242 4.901

PIH 0.000 0.000 0.000 0.001 0.000
ABESTd  HEETUS 52 155.62+20.87 196.45+60.12  25.41+7.24 152.74+55.61 177.64+40.12
KIFREBE 174 108.25%36.74  131.69+65.24  40.69+8.21 102.37+68.25 142.69+38.65

i 8.871 6.392 12.086 4.859 5.672

P1a 0.000 0.000 0.000 0.000 0.000

2.2 FORE I I A A B ez SR 2 A

HRE iy I L O e 1 s S RO kB Tt
Yz KAt AN G S It i R B2 GCS PE43 A
o, Z 5 A E X (P<0.05), W32,

F2 EESDEMHMIFLZNHEERZLERRSH
(n(%) ]
Table 2  Single factor analysis of severe hypertensive

cerebral hemorrhage complicated with stress gastric ulcer

[n(%)]

ezl 0.050 0.824
! 37(71.15) 121(69.54)
o 15(28.85) 53(30.46)

A 0.931 0.327
=60 % 35(67.31) 104.(59.77)
<60 % 17(32.69) 70(40.23)

H M 9.210 0.002
i+ 15(28.85) 20(11.49)
HAb#Baz  37(71.15) 154(88.51)

i 1. 2 8.118 0.004
=20 mL 31(59.62) 65(37.36)
<20 mL 21(40.38) 109(62.64)

Fili N R 15.749 0.000
Ew 19(36.54) 117(67.24)
i 33(63.46) 57(32.76)

GCS -4 15.155 0.000
=84y 17(32.69) 110(63.22)
<84y 35(67.31) 64.(36.78)

2.3 HUAE (R I A i A N s 2
Sl

Logistic 01054387 7~ , B 1 H i i i 1 2=
20 mL . /B PN JE 3 55 GCS P4 <8 4> .GAS (A B
%53.7d) MTL(ARE%5 3.7 d) .CCK-8( AR 3.
7.d) VIPCABESS 3.7 d) ¥4k F4E i il i i1 afi I
KN B BUE R L SS(ABESE 3.7 )WY
RPHER, 2R A 52 X (P<0.05), WK 3,
2.4 I AR bR K F 5 R B 5t g s e A
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Table 3 Multivariate analysis of severe hypertensive cerebral hemorrhage complicated with stress gastric ulcer
(S B1E SE {8 Wald [ {8 P{H ORH 95%CI
Hh LR 1.098 0.416 6.976 0.000 3.000 1.330~6.765
Ji S i 0.818 0.341 5.758 0.006 2.267 1.162~4.421
F N s 1.172 0.379 9.564 0.000 3.229 1.534~6.796
GCS W41 0.650 0.291 4.984 0.012 1.915 1.082~3.389
ABEES 3 d GAS 1.016 0.354 8.245 <0.001 2.763 1.476~5.174
ABEH 7d GAS 1.094 0.361 2.955 0.025 2.985 1.512~5.892
ABEH 3 d MTL 0.955 0.349 7.488 <0.001 2.599 1.385~4.876
APBEHE 7d MTL 1.081 0.360 9.012 <0.001 2.947 1.694~5.126
AP 3d SS —-0.670 0.205 10.677 <0.001 0.512 0.371~0.706
ABESE 7d SS -0.459 0.174 6.965 <0.001 0.632 0.485~0.823
ABEH 3 d CCK-8 0.962 0.350 7.547 <0.001 2.616 1.378~4.965
ABES 7d CCK-8 1.041 0.357 8.507 <0.001 2.833 1.521~5.276
ABE 3 d VIP 1.047 0.358 8.556 <0.001 2.849 1.426~5.694
ABESE 7d VIP 1.196 0.394 3.308 <0.001 9.221 1.847~5.926
x4 MF.MRIEFRKFS RS iR m R W E RE X
Table 4 Correlation between serum and plasma levels and factors affecting stress gastric ulcer
- H i AL Ji 4 1f P P GCS PF4r
P P P P il Pl P P
GAS  APBi%3d 0.612 0.001 0.625 0.001 0.604 0.000 0.714 0.000
ABES 7d 0.716 0.000 0.520 0.000 0.615 0.000 0.632 0.000
MTL  ABE%E3d 0.421 0.001 0.711 0.000 0.609 0.000 0.598 0.000
APBEE 7 d 0.745 0.000 0.452 0.000 0.498 0.000 0.625 0.000
SS ABES 3 d -0.622 0.001 —-0.614 0.010 -0.512 0.010 -0.723 0.010
ABESS 7d —=0.704 0.000 —-0.730 0.000 -0.721 0.000 —0.605 0.000
CCK-8 AR 3d 0.532 0.001 0.612 0.001 0.606 0.001 0.531 0.001
ABEE 7d 0.698 0.000 0.490 0.000 0.585 0.000 0.616 0.000
VIP ABEH 3 d 0.625 0.001 0.606 0.001 0.631 0.001 0.523 0.001
ABEEE 7d 0.521 0.000 0.745 0.000 0.755 0.000 0.635 0.000
A "B "c D E
80 80 80 80 80
# 60 # 60 # 60 # 60 # 60
E 4 ) ) E g 40
20 20 20 20 20
, e . e, e, A
0 20 40 60 80 100 0 20 40 60 80 100 0 20 60 80 100 0 20 40 60 80 100
100-44 54 100-4§5 1 100-$55 100-455 1

7E: AN CCK-8 ROC [l1Zk; B i GAS ROC [liZk; C 4 MTL ROC [liZ; D & SS ROC 1k ; E & VIP ROC £k,
B 1 ROCHiZk
Figure 1 ROC curve
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WA 2y U o Pk Bz 98 1T TIgE . sIgE 5595 17 9 AH 5 Pk
1%

g iE'™ 7 F' RER %E Kk

[ ZE]1 BH UIHEL LR PE R I 6 TgE , o SRR S0 TeB 54 M B 4 9 15 (0 AH 56
. FiE RN ME 2 R ST (SCORAD) W43 J7 vk Al 281 51 B &)y JLARR I M B 48 7™ A B, Akl
TP B 4 fe LR [ 30 £t B B2 &0y JL i 785 e TgB R SR Sk TgB K. R RNk e R B4 L v
S TgE Boad SRR Sk TgE KO S 35 i TR B4 L, 22 A Giih 3 L (P<0.05) ; 5 4 i 3 1o
JESREM, AR R TREA, 25 A 504 X (P<0.05) ; M5 & IgE B YR A i Us R
S IgE FI AR TR & 4 5 5 1k TgE ¥k JE 7K °F- 55 SCORAD 114334 122 1 2 1 #H 5C (#=0.795, P<0.001 5
r=0.873, P<0.001;r=0.623,P<0.001) . £5i& I & IgE Al fURURR S 1 TgE 5 2 40 JLAR R 1 B R 1
BEYIAEIG , JLH B /KT Bl A 42 1 k34

[EgER] BLL; FRRE R 4% U5 FERE IgE

The correlations between the serum tige, sIgE and the condition of infants with

atopic dermatitis
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(1. Medical Inspection Center of Dongguan Guanghua Hospital, Dongguan, Guangdong, China, 523000 ;
2. Department of Clinical Laboratory, Dongguan People’s Hospital, Dongguan, Guangdong, China, 523000;
3. Department of Pediatrics, Guanghua Hospital, Dongguan, Guangdong, China, 523000)

[ABSTRACT] Objective To clarify the correlations between serum total IgE, allergen specific IgE
and the condition of atopic dermatitis in infants and young children. Methods The severity of atopic dermati-
tis in 281 infants was assessed according to SCORAD score. The serum total IgE and allergen specific IgE lev-
els were measured in children with atopic dermatitis and healthy infants at the same time. Results The level
of serum total IgE and allergen specific IgE in infants with atopic dermatitis was significantly higher than the
healthy infants (P<0.05) ; and severe group was significantly higher than the moderate, and the moderate
group was significantly higher than the mild group (P<0.05) ; There was a significant positive correlations be-
tween SCORAD score and serum total IgE, food specific IgE and inhalation specific IgE (r=0.795, P<0.001;
r=0.873, P<0.001; r=0.623, P<0.001, respectively ). Conclusion Serum total IgE and allergen specific IgE
are significantly related to the condition of atopic dermatitis in infants and young children, and the concentra-
tion level increases with the aggravation of the disease.
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o P B2 & (atopic dermatitis , AD ) & — Flt &
W& T2 L A8 P R E MR B R B R
HRERKRZTHAR 6 AN, EERI ME
TSN 3K 3 B B B R 0 AR DU ZRR O B
I3 1 B 52 R, R B L B AR 196 i ™ E R e
T B LR 5 2 52 AT 4E B AT H P HoAth AR
AN BRI AL IgE (Total IgE, TIgE) .
b U R S TgE (specific IgE, sIgB) 2 AD I K
BT R w0 A bR R B, v
TIgE . i3 Ui sIgE 5 AD A PR 58 A X 5 £ %
S rp T S R AR B L AR D S E
SEULA )L TIGE 5 sIgE ¥ /K 5 AD & &
T 1 7™ B R B A AH DG, AR YR E 5 A A A 43
Br 1~24 J1 1% AD f8L1ML3E TIgE | sIgE ¥ B 7K &
Har i oL, it — BT EA1S AD 51 A

1 M&E5F%

1.1 54

PEELH 2016 4F 2 A & 2019 4F 5 A 7EA £ 12 W
kg AD [ 224)3 )L 281 451 1 ] A L2 PR AT T2 A A fait
BRI EE 47 )L 280 4153 HIAE A AD ZHFIXT FRZH .
H, AD 415 142 1], 2 139 151, A0S 1~24 A%, F2
A (12.08+9.28) 4~ H s X L5 140 ], %2 140 ],
AFIE 1~24 H % FI94FER (12.35£10.18) 1~ H . AD
RN BE A M B RN AR A 22 [B] 1 25 S E G i
X(P>0.05) , HA AT ek

AD UM AbRE : BILEE S M AR I A

S MAR RS, 45 A (P EVRR R M B2 R12YT 4R P
(2014 i) YHEFE ) AD Williams 12 Wibs i > 5 244
JLA AT 1~24 A Z 0] AD W1 & s AMEA HAh™
FG CANAT B DI RE g 55 ) o X B AL 90 A B
e RS AR B I A S A Ay ; 2
HILA AT 1~24 A Z 18], BRERE, THEE AD
W JE % . HEBR bR UE  BILR R SR
WS SRR R4LA R /M1 AR T
24 J1 5 f£1E AD BRAE S % 5 LA I8 % OREAR

T

1.2 FERH SR

I3 e TgE 3 ) K e 42 4% o R I A S L
Roche 2 Al s B YIPEIR & 1 U5 sIgE (Fx5) (AT
1R 4 3 35 sIgE (Phadiatop ) Fl-8 75 1+ f 5 sIgE it
) e B HE R W [ S B Phadia ARl 2 H 3l
b2 RO 3% 2 BT SCR I F Bifi 1= Roche 243 7 (7
5 : Cobas E411) ; 4> H gh 9t s s A AR W A
% 4 Phadia 2\ ] (%45 : Phadia 250) .
1.3 ik

KA 5T X 42 W R K UL 3 mL, == IR E (20~
257 )30 min, 3 500 r/min &[> 10 min, 53 & L35 5
K1l TIGE . Fx5 Al Phadiatop ; 24 AD 21 Fx5 5§, Phad-
iatop 1 £ 45 2 >0.1 kUa/L B}, PE47 PR30 %) £ ) 1
W A 3 f50R sTgE WA I . Fx5 | Phadiatop . &4
B PR BRI ) R sIgE AL I H L3 1, R
NP B2 98 FH 43 (Scoring of Atopic Dermatitis ,
SCORAD) bR 47 734, Horh<25 73 iR i, 25~
50 43 N HEE ,>50 43 N EE

%1 Fx5.Phadiatop . B RN\ B TUT BE sIegE T H &
Table 1 List of items of Fx5, Phadiatop, food or inhaled single allergen sIgE

R slgE
Fx5 INEZ G SR AR 0
Phadiatop AR BRI A B L B K BRI, SRR e e Ao, S0 2 IR R
B PE I R SIgE MW NEE R A R
WA BTG 5k B SIQE Ml RAmE fE e

1.5 Giit=#ortr

% H SPSS 22.0 #AF BEAT G40 M , T BB
ST o) i3, 024 1] L 86 R 1T 57 BE A 1
Yo, 25 41 6] e 1T IR 207 2 40T , S 43
1>k HI Pearson #H 5 1% 73 Hr 5 P<0.05 4 22 5747 4t

HEE

2 H#R

21 £ 4 1M ¥ TIgE . Fx5 il Phadiatop ¥ J& 7K S
R

fiz B SCORAD 15344 AD 414> M b
FIEE B 3 41, 1L ¥E TigE . FXS Hl Phadiatop H %% %%
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R HESHESBESURA, Z R A5 E

X (P<0.05), WFE2,

F2 HREDHZAME TIgE.Fx5 & Phadiatop 7K F
B [n, (xs) ]
Table 2 Comparison of serum TIgE, Fx5 and Phadiatop

levels in groups grouped by disease [n, (Z+s) ]

2.2 [l TIgE .Fx5 F Phadiatop ¥ & /K °F- 5 AD
i s 7 A R A O

Pearson #H 5¢ 43 #7 & 75 , Il ¥ TIgE . Fx5
Phadiatop ¥ & /K °F 5 AD #5 1% /™ & 2 &
(SCORAD ¥ 73 ) 2 i 3% 1E M 3¢ (r=0.795, P<
0.001 ; =0.873 , P<0.001 ; r=0.623 , P<0.001 ) , i,
RS

w5 TIgE Fx5 Phadiatop .
- " (IU/mL) (kUa/L) (kKUa/L) 2.3 A[E #4341 1 7F TIGE .Fx5 Hl Phadiatop 7K
AD 41 e
R 95 106.35£33.35°  0.52+025°  0.49+0.21° FRAE A % AD 20 F1 % B8 41 4% 945 18 1~6 A
2 4 ab ab ab
; E;E 94 16(5).23145;5.22 b 3.26+1.02 b 2.24+0.82 5 (Months of age, M) . 7~12M. 13~18M . 19~24M
BE4] 02 325.67+65.17°  6.12+1.71"°  4.81x1.62"
AN AR ; ¥
XEHEL 280 8.1243.02  0.08+0.015  0.0620.020 sr4L, AD 4145 53 4L T TIgE Fx5 Fil Phadiatop ¥
2. 1 Ei=n
FAY 260.180 159.053 53.851 FEKEPEE B K S ETHE3, I B E S T X
Pt 0.000 0.000 0.000 WX HR A, 2 R ¥WH Gt 2 = L (P<0.05) . UL
VE 5 BRI FLER L *P<0.05 3 5 B UM ELER L "P<0.05 3,
800 R*ZEPE(L)=0.632 A 10.00 R2Z4: (L)=0.761 B 10.00 R2£E44: (L) =0.388 C
600 8.00 8.00
o 6.00 §~ 6.00
5‘1 400 E %
e 4.00 o £ 400
200 .
2.00 2.00
0 0 0
0 20 40 60 80 0 20 40 60 80 0 20 40 60 80
SCORAD SCORAD SCORAD

2 AL I3 TIQE %)% /K55 SCORAD FE/3 % %5 B. Fx5 W% /K -5 SCORAD 143k % ; C. Phadiatop #¢ & /K F 5 SCORAD #F/r % 2 .
B 1 TIgE.Fx5 #0 Phadiatop ¥ 7K F 5 SCORAD 143 16 K 1%
Figure 1 Correlations between the levels of Tige, Fx5 and Phadiatop and SCORAD scores

x3 BAWRDAEAIMTE TIgE.Fx5 LK Phadiatop
KFELE [n, (x+5) ]
Table 3 Comparison of serum TIgE, Fx5 and Phadiatop

levels among groups by month age [n, (x £s) ]

ey TIgE Fx5 Phadiatop
21 5] n
(IU/mL) (kUa/L) (kUa/L)
AD 4]
1~6 M 55 92.05+33.31  0.83+x0.32  0.42+0.22
7~12 M 75 120.12+#45.32  3.13x1.41  0.70+0.32
13~18 M 73 193.22+61.05 6.61+2.31  2.26+0.77
19~24 M 77 326.35+£75.35 9.90+3.02  3.85+0.95
X IR 4H
1~6 M 53 5.31+2.25 0.04+0.014  0.03+0.011
7~12 M 76 8.20+3.30 0.05+£0.012  0.06+0.013
13~18 M 72 1255529  0.06+0.011 0.06+0.012
19~24M 79  33.15£9.44  0.05+£0.016 0.08+0.017
PAH <0.05 <0.05 <0.05

2.4 AD i 5 sIgE 4 Ai 1

24 AD #{ Fx5 8§ Phadiatop fifi 5 45 #:>0.1 kUa/L
BF, AT 8 A P 2o B BRI ST TSN, 43
3k 4,

3 it

IgE & — /i B 5 BR 26 1, 1996 4F H A 24
H Ishizaka 1 UCTE K S 5O 5 1O Vs h 2 31, 5
S B FFFEIIE 52 1gE 1F AD (19 % A DL K % 48 1% 1%
R T EE A, IgE 5 AD R I A G
THAE—EMAe, A2 E N, AD B I
TIgE K sIgE & /K V- THia FE T 5 Je 4™ A 5t
TEFH G, o i 4 JHC i 7 v B K O b s, O S
SCORAD ¥4 5 IEAH G ; A7 2= H Ny AD i %
I3 TIGE 7KF- B 505 16 A — 2 B A Sk, (0 5%
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R4 AD BEIHESIEIREKESFHER [n(%) ]
Table 4 distribution of allergen slge in AD group
(n(%)]

sIgE n>0.10 kUa/L =0.35 kUa/L 0.1~0.34 kUa/L

Jegy/E 281

Fx5 271(96.4) 220(78.3) 51(18.1)
21 121(43.1)  91(32.4) 30(10.7)
X 106(37.7)  85(30.2) 21(7.5)
INAE 40(14.2)  28(10.0) 12(4.3)
pias 12(4.3) 10(3.6) 2(0.7)
HE 32(11.4)  26(9.3) 6(2.1)
A 21
Phadiatop 98(34.9)  66(23.5) 32(11.4)
J& A 58(20.6)  40(14.2) 18(6.4)
2R i 48(17.1)  33(11.7) 15(5.3)
e 9(3.2) 7(2.5) 2(0.7)
LRS! 13(4.6) 9(3.2) 4(1.4)

i B E R O R A IR A — BT Be 5 F
FEX G AR S Wi E R I R A e R
K5 BLAh, AD Gy I I 5t L 2 A M 2 FE
R ES,

ARRWFIE BN, BEE AD Sl i , 224 L
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AR FNHAL R A B W L B 5085, M gt
B0 T T A2 R P AR BG4 R X B
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The histological features of Angiomatoid fibrous histiocytoma in 2 cases and lit-

erature review

WANG Fang'*, XIANG Longquan', WANG Haiqing’, CHENG Jun’, ZHOU Fengjuan'

(1. Department of Pathology, Jining NO.1 People’s Hospital, Jining, Shandong, China, 272111; 2. Department
of Vascular Surgery, Jining NO.1 People’s Hospital, Jining, Shandong, China, 272111; 3. Department of ra-
diology, Binzhou People’s Hospital , Binzhou, Shandong, China, 256610 )

[ABSTRACT] Objective To study the clinical feature, pathological characteristics, immunopheno-
type and the differential diagnosis of angiomatoid fibrous histiocytoma (AFH ). Methods The clinical feature
of two cases of angiomatoid fibrous histiocytoma were analyzed. The pathological characteristics, immunohis-
tochemical study was carried out and the literatures were reviewed. Results Both of the two cases were
male, age of 14 years old and 7 years old, respectively. Both of the painless solitary masses and left inguinal
lymph nodes were resected completely under anesthesia with no other adjuvant treatment after operation. Dur-
ing a period of follow 37 months and 33 month the patients had no recurrence or distant metastasis. Gross ex-
amination showed that they were well circumscribed and had a grey cut surface, with focal cystic and solid
change. The size of left inguinal lymph nodes were 2.8%2.2X1 cm, with grayish red colour and exquisite cut
surface. Histologically, the tumor was composed of histiocytoid cells which was with a fibrous pseudocapsule
surrounded by lymphncytes and plasma cells. Immunohistochemical study showed that Vimentin (+), EMA
(+), CD99(+), CyclinD1(+) ; part of Desmin, CD68, SMA were positive. MyoD1, CD34., CD31, S-100
were negative, the positive of Ki-67 was 5%—8%. Conclusions AFH is a rare borderline tumor, and the de-

VS, LFTTHE-ARERBEHR, LA F7,272111
2. TFHH—ARERRE M, LA FT,272111
3N TARERZAA, LA M ,256610
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finitive diagnosis requires thorough histomorphology and immunohistochemical study. The patients primarily

presented with a painless mass that grows deep in the dermis or subcutaneously ; and the principle of treatment

is enlarged surgical resection of local lesions and postoperative follow-up.

[KEY WORDS] Angiomatoid fibrous histiocytoma; Histological features ; Immunohistochemistry
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Figure 1 The general view, histological and immunohistochemical expression of AFH

F2 20MEBEALEARBEBEERANLER

Table 2 The immunohistochemical results of AFH in 2 cases

P MR AR i

a e A 45 R B

S e A4 R I

JET5 R Vimentin , Desmin #8 43 . CD68 #k 43 . EMA . CD99, MyoD1.CD34.CD31

! » 1% - SMA 43 .CyclinD1 . Ki-67 B4 5%~8% S-100
s Vimentin . Desmin & 43 . CD68 & 43 . EMA . CD99 .
> B 1 miﬁ;‘*@ SMA 141 Ki-67 WIS 5%-0% s BB L o D
CD20 1Eif .CD3 HE L] .CD10 4 % i SRR
3 it SR VIR, I bk B 25 00N , Tk B AR 4] B8 5 ok Rk

31 SCHEkE >

AFH J&— i % T L2 A /046 59 e, 40
B LG WD KA T B R TR, AT R
FRIZE Y TR A K B EE T . R AR A
F14) 2H 250 200 A 40 6 R R R ke v B a4 s A
B, s A R A O L A, R A R IR A
BB Y 27 AR AL . AFH $5: ) Hi Enzinger
T 1979 B et ) B Ay 44 A i A TR R £
Yk NN IR, IEAE S MFH (1) — Fh 7 B | {H Bt 5
38 R , AFH 72 2E 02247 0 J@ A R % 1k 5l 22
TR AE | 1994 4F it WHO #4243 25 HA A
i () 2 21 Ak 2 A0 LR v o s DR A Ak
] AN B A, 2002 2 WHO Jibi g B2 1 22 0 28
B 2 g g LR a3l R ) ik =z e
AL B H AR A SR, AT am | R A AR
TRAERER X2 R = A e R 58, )
BRI Je , OB R S T R AR, 2 il R
F 5 SCIR P R AR — 2, o 7 8 R AR 5
e 7 W8 T 1 bk B 5 () B Jieb K, 55 2 5 0 I ggd [ B
HH B M PRE V) I B 5 I P 4 A P v ) DX R
ZH AR, $E7R ML Kb T G 75 0 24 0% R, i

£ 285 5 o 7= A 1) A0 PR 7 R O

AFH KIRJEZ, Mg B AR 29 0.7~12 cm, K/)
AN 2em, PITH K 1 REL, ZE21E , 5
AT . HLURFE AR T, g ] A 4
JEE 1 2 A v ) B BB AL B, B B N A A B 2 1 bk
L0 248 i A 0 20 MO T2 30, 5 7% DL bk L i v s 2 & v
OB G, RAE A ML T B SE M . TR AE 2 A
SWIE SN R NN ELRR NS N W S i)
ol 8 BN R SS MR R ™o AR T L R A
2N ARIE 0N R JE 1B E 41 20 40 i, 5653
ERIE 20 MU 240 M6, 4 5T = AR, 2R
=R P AN U G - 7 NI 2 T AT U - oS V)
10HPF) , ¥ 5t oA & ki i Z LR, R WIRsE, 2
B 19 ] L IR A0 S R R R AR M G
T AFH 120 2L RATO SR AN e A , A5 AS ] A W
RO IR R VR T 002 PN B 2 U M Sk L A
N LA 4 9 25, = Z2AR 95 L B% A Weibal-Palade /)y
A 92 A1 24 2 3Rk LR M Bl 4 2 40 A e 4
DU, TR 240 P ) 23 Ak o) o AR IR S A
Ak 983 40 Y ¢ 35 Vimentin, 50% ~67% % i Desmin,
50% 3% ik CD99, 40% 3= ik EMA, 15% ~50% 3 ik
CD68, AN ik CD34,CD31,S-100 fll HMB45, A~ 3



SNTEWIERIT 2 20204E2 A $51248 4528 T Mol Diagn Ther, February 2020, Vol. 12 No. 2 - 169 -

5 B S LR PE e B8 BR 12 W MyoD1 , Myogenin ™,
A3 2 51 iR 983 41 MY Vimentin (+) \ Desmin #5473
(+) .CD68 #B43 (+) .EMA (+) .CD99(+) .SMA
4% (+) \MyoDI1 (-) .CD34(-) ,CD31(-) .S-100
(=), Ki-67 PHPERR 5%-8% . A5 B 41 22K I8 A 7
€, [H 22 % % 24 1k Vimentin , Desmin . CD68 H 1 ,
BE 73 I 5 440 it AT R VR T 41 4k R 21 i 5 41 2L 4
g,

T AFH 7% UL , AR OGS Bl i B 550, iRl AH G
SCHRHiE AFH 8 TAEK 218 il B &k (A,
T B A S MRS . BT AFH & T 28 S
T, ER BUR AR YT DI B 1936 9T T BOF E BB
Pit™ o A2 1% B RE T 37 A~ H R 33 A4~ H I TE
R K HH
3.2 %Ll

AFH 1 5 DLF b 847 % 512 W - O 30 ik
PEEF Y 2 SN R 5 LA 5 NG A A 42U
HELIEE 5 IR B 25 PR AR PR LT 2 B 4 M8 ; D& T
2 L P A 2 AR

By Wik Jeg Pk 1 2 21 2 20 MR i e A A DU %
B RN ARG a] Bk i R 3 A
S MAE , PT DLIEARIR | ol AR, B TR A Atk
4 1L | R e 7 TR G KT A5 4%, 5 AFH 5 TR
Wi o (HIH /> AFH 21 2 P 5 A 158 Stk B 4 it
AL, I HiZ MR AR 1k Desmin [EMA 45

AFH B8 BB A8 1, 5 00045 9 H 2L E
DAFFEAINE , (B2 R AL BEUE 15 B2 T , AFH
e BE Sy T L8 P B A A A 1B I8 Mk, CD31
CD34 ARk, IS W 7 5 B ek

A 21 2 2H 2 20 Jif J%% (malignant fibrous histio-
cytoma, MFH ) f&— 41 LA SUIRHES R &
22014 41 0 22 A 1 40 B 1 A 2 4 i ), MFH
Y5 AFH AL, {H 2 MFH 48 4H it 5 76 1 1 &0, 440 i
B2 2 Wo I PN AT DA A
IR AL, e 2055 SCIRHES ), B DL s il IRBE Bk
/b AFH 2595 IR 504 AR A5 s LA S 21 4 e {1 e
IR ELAH A IR A

Ik L 25 P9 AR R AL £F 44 &) 4 it 9% (intrandal
palisaded myofibroblastoma , IPM ) J& — Fli & & T ¥
NG BRI EL A5 P, R AROIR A R HE S A9 2 0E 20
JHL A A ARE 2 A L R[] J5 S 0t RN 2T 240 L AB S R
E B 27 O R ] P bR . AR 40 B 2R 3K Vimen-
tin F1 actins , /N %35 Desmin £ S-100, 7] i %35 Cy-

clinD1, [if AFH 4 & F L f i D4, 4127k
Z BRI A R RE LR 25, e AL AR M X
I

B T 40P 22 85998 (cellular schwannoma ) 2
LR 0 oG RN 1) S B (O (E R AT s b N
NN F B R BUAHUIRHES B 1R TE 4 it 2
B, B SR R 25 98 o AROIR X (Antoni A X))
FIPPR X (Antoni B [X) , i HL AT 58 B A 5, G i
PO RN ARG N1 OF 5 S R By 7
PRIV Mol Jed 4 1] v O 80 6 R A AN M SR 4R DL R P
T A A P 1) JEE BE I A, AE R PN i AE T B T AL
AR EL AR, R Rk g E . Rl
S-100 3R 78 % fH ¥ , GFAP . Leu-7 1 PGP9.5 , %} 12 Wt
HAR,

S 3k

(1] FEIE,JERORT, T, T k¥ . S0k R 45 93 R 41 2 4 21 4
LR I R B A (7). rh AR B 2 A, 2013,42(11)
744-747.

(2] /RAGE RSV, 5. M RARLT g AN 1 [T, 2
R FHAF 2478 L 2019,26(6) :390-391.

[3]  Weiss SW. Histological typing of soft tissue tumors. 2nd ed.
NewYork: Spinger-Verlag, 1994.

[4]  Christopher DM, Fletcher K, Unni K, et al. WHO iy Ji5 ¥
2 R A 2 43 J B AL SUMR (2002). 47 20 85, BERA bR,
Juat 2 W A A S A, 2005 :103-105.

[5]  FEBRRHER . AREA LD R (M ] R A,
2008 #5—hiL : 185-188.

[6] Billings SD, Folpe AL. Cutaneous and subcutaneous fibrohis-
tiocytic tumors of intermediate malignancy : an update. Am J
Dermatopathol , 2004,26(2) : 141-155.

(7] BRa ¥, BT, 55 . I s o 2 it AR £ 24 28 2 200 M e
2 BI5F3CHR A AT [T]. T R 5 52 B i B2 6 35, 2019, 35
(2):219-221.

[8]  Pratibha R, Ahmed S. Angiomatoid variant of fibrous histiocy-
toma: a case report and review of literature. Int J Paediatr
Dent, 2006,16(5) : 363-369.

[9] Sun CC, Toker C, Breitenecker R. An ultrastructural study of
angiomatoid fibrous histiocytoma. Cancer, 1982, 49 (10) :
2103-2111.

[10]  BRE, E3CH, T09, 55 . 050 AR 21 4 4 2040 i = 6+
SCHRAE 2T [T ). BT SE SR IR, 2016,28(8) :555-557.

[11] Raddaoui E, Donner LR, Panagopoulos I. Fusion of the FUS
and ATF1 genes in a large, deep-seated angiomatoid fibrous
histiocytoma. Diagn Mol Pathol, 2002,11(3):157-162.

(12] SRR, B A, 55 . 898 R 2T 44124 I8 10 Bl R
B o TR B OE ST (D] 2 W B 2 A, 2018, 25
(1):28-31. (T4 189 )



- 170 - NTEWEIRIF 2 20204E2 A %5124 4528 T Mol Diagn Ther, February 2020, Vol. 12 No. 2

Taq DNA G5 ~3 AIIEMR PO i PCR 15500
FAL N EM KA

[(# ZE] BM WK Taqg DNA R4 (J5 K Taq B h 5'~3 SMUIEG I £ 7E Tagman 45158
S22 i PCR H BIFE F BB, 48 5 38U 8l Taq BEPERE RIS , A5 ST T R R85 3l Taq B A B 57~3
DNA SMNIIEREPE 22 5, DL R Z 6 PE 0 5 A% Tagman #REHEDOGE R PCR UM, FiE PR
EERIEY, 23 5000 52 AR TR B B Taq i 9 5 A B 1k B SO0 B P | 6T b2 A ) 5 A S 1 U0
PER 225, DL RAEDOLE B PCRY RN N ESR . &R ARG ER LT, AR MR
3l Taq B A WA RIH Y 5'~3" DNA ST P, 24k 22186 11 Taq W9 5'~3" DNA SMIIEGE P50 510 T
[ 2.7 £ F0 4.55 4% , ZBUARME Y Taq B 5'~3' DNA SMIIEEIG P BA 251k . 78 2 RUTF 4% % (HBV ) DNA
PENAE B PCR AR ZR A, I A (R 55 3R A Tl 15 1 ST ) AR [RAG A vk i 4% 38U 36 Taq 96, S1D0 76 P
BTt EL TG PR A Tl ct (H K. £538 78 Taqman #RET 946 ik PCR UV, Taq BEXTREN A 20 [ it
b AR S ) R AT , 45 85 Taq il 5'~3" DNA AMIIEEE M F T4 & i 4805

[£4837] &5 PCR; Tag DNA E 4 E; DNA MG

Effects of Taqg DNA Polymerase 5'~ 3’ Exoactivity on Real-Time quantitative

PCR

JIANG Xiwen™*, LIU Aishan, CHEN Wei

(Research Center of Medical and Pharmaceutical Bioengineering, Minstry of Health, National and Regional
Joint Engineering Laboratory for Clinical Medical Molecular Diagnostics , Guangdong Province Nucleic Acid
Molecular Diagnostics Engineering Technology Research Center, Guangdong Provincial Clinical Medical Mo-
lecular Diagnostics Engineering Technology Center, DAAN Gene Co., Ltd. Of Sun Yat-sen University,
Guangzhou, Guangdong, China, 510665)

[ABSTRACT] Objective In order to explore the role and influence of 5’'~3' exonuclease activity in
Taq polymerase in Tagman probe fluorescence quantitative PCR, and to guide the performance of hot-start Taq
enzymes. To investigate the differences in 5’ ~ 3" DNA exonuclease activity for different hot-start Taq polymer-
ases and the effect of the activity on the Tagman probe quantitative PCR. Methods Fluorescent probes were
used as substrates to determine the polymerase activity and exonuclease activity of different hot-start Taq en-
zymes, and to compare the difference in exonuclease activity and Q-PCR amplification efficiency under the
same polymerase activity condition. Results Under the same conditions of polymerase activity, different hot-
start Taq polymerases have different 5'~3" exonuclease activities. The 5'~3" DNA exonuclease activity of the
chemically modified Taq enzyme decreased by 2.7 times and 4.55 times, respectively. The antibody-modified
Taq enzyme 5'~ 3’ DNA exonase activity did not change. In the Hepatitis B virus (HBV) DNA fluorescent
quantitative PCR detection system, different modification methods with equivalent polymerase active units

were added to prepare hot-start Taq enzymes. Enzymes with high exonuclease activity have lower ct values
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than enzymes with lower activity. Conclusion The exo-degradation of the probe is the rate-limiting step of

the Tagman Q-PCR reaction, and increasing the 5'~3" exonuclease activity of the Taq enzyme can improve the

reaction efficiency.

[KEY WORDS] quantitative PCR ; Taq DNA polymerase ; exonuclease
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Figure 1 Schematic of 5'~3’ exonuclease activity assay
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Figure 5 Amplification of HBV positive sample by three polymerases with equal activity unit
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Effect of miR-374a-3p targeting Syk on ox-LDL-induced endothelial cell injury

and inflammatory response
FENG Zibo*, ZHU Youpeng, ZHANG Jing
(Department of wound repair vascular surgery, Liyuan hospital affiliated to Tongji medical college , Huazhong

university of science and technology, Wuhan, Hubei, China, 430077)

[ABSTRACT] Objective To investigate the effect and mechanism of miR -374a-3p on oxidized low
density lipoprotein (ox-LDL)-induced injury and inflammatory response in human umbilical vein endothelial
cells (HUVEC). Method The experiment was divided into ox-LDL group, control (Con) group, miR-NC
group, miR-374a-3p group, anti-miR-NC group, anti-miR-374a-3p group, ox-LDL+miR-NC group, ox-
LDL+miR-374a-3p group, ox-LDL+si-NC group, ox-LDL+si-Syk group, ox-LDL+miR-374a-3p+pcDNA3.1
group, ox-LDL+miR -374a-3p+pcDNA3.1-Syk group. Real-time quantitative PCR (RT-qPCR) was used to
detect the expression of miR-374a-3p. Western blot analysis was used to detect spleen tyrosine kinase (Syk) ,
Bcl-2 related X protein (Bax) , B cell lymphoma/leukemia-2 (Bcl-2) protein. Tetramethylazozolium salt
colorimetric assay (MTT) was used to detect cell viability. Flow cytometry was used to detect apoptosis.
Enzyme - linked immunosorbent assay (ELISA) was used to detect tumor necrosis factor-a (TNF-a) and

interleukin-6 (IL-6) levels. Luciferase reporter assay was used to detect the targeting relationship between miR-
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374a-3p and Syk. Results In HUVECsS treated with ox-LDL, miR-374a-3p was down-regulated and Syk
was highly expressed. Cell activity was significantly decreased, and apoptosis rate was significantly increased,
TNF-a and IL-6 levels were significantly increased (P<0.05). Overexpression of miR-374a-3p and inhibition
of Syk expression inhibits ox-LDL-induced apoptosis and inflammatory factors TNF- o, IL-6 release.
miR-374a-3p targets Syk, and overexpression of Syk reverses the inhibitory effect of miR-374a-3p on HUVEC
injury and inflammatory factor release induced by ox-LDL. Conclusions Overexpression of miR-374a-3p
can inhibit HUVEC apoptosis and release of inflammatory factors, protect HUVEC damage and inflammatory

response caused by ox-LDL, and its mechanism may be related to Syk.

[KEY WORDS] miR -374a - 3p; Syk; oxidized low density lipoprotein; human umbilical vein

endothelial cells; apoptosis; inflammatory response
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IRAYFA o

B2 it3Rix miR-374a-3p XF ox-LDL {E A #J HUVEC

BT RATEBREMZIT
Figure 2  Effect of overexpression of mir-374a-3p on
HUVEC apoptosis and expression of apoptotic protein
by ox LDL
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%2 FFRE miR-374a-3p Xt ox-LDL YE A B HUVEC &M VAT R R ER MBI [n=9, (x+5) ]
Table 2  Effect of overexpression of mir-374a-3p on HUVEC activity, apoptosis and inflammatory response induced
by ox LDL [n=9, (x +s5) ]

A% 4 (490 nm)
il JHT-%  miR-374a-3p TNF-« IL-6
24 h 48 h 72h
Con 0.61+0.06 0.98+0.10 1.46x0.15  7.52+0.83 1.02x0.10 443.54+59.28  75.51x11.58
ox-LDL 0.24+0.02" 0.37x0.04" 0.5620.05° 26.61+2.74"  0.28+0.03'  1762.27x156.61* 415.69+38.89"

ox-LDL+miR-NC 0.25+0.02  0.38+0.04 0.58+0.06 25.99+2.61 0.27+0.03 1705.68+161.28  407.68+39.15
ox-LDL+miR-374a-3p 0.48+0.05" 0.73+0.07" 1.16+0.12" 12.26+1.30"  0.81+0.08" 686.53+£75.82"  112.16+14.26"

F1{H 171.304 173.503 165.433
P{E 0.000 0.000 0.000

201.728 317.934 280.440 360.902
0.000 0.000 0.000 0.000

1 5 Con 4H 1L #4% ,* P<0.05; 5 ox-LDL+miR-NC 4H ¥4 ,° P<0.05.,

2.3 miR-374a-3p #[n] | JE4% Syk

i i TargetScan %% 4% J& il U] £ Syk 5 miR -
374a-3p fEAELE G0 i (B 3A) o FEG R B4 58
a5 R (K 3) R, M T miR-NC 4, miR-374a-
3p 41 WT-Syk 1 HUVEC %% 2 il i M L 3 FR A%,
L5 BA G L (P<0.05) ; 1 MUT-Syk fit) HU-
VEC 7R MHG M ZRARE , ZF TSI FE X
(P>0.05) . Western Blot f il 24 5 (4] 3B) {7~ , AH
T miR-NC 4, miR-374a-3p 41 Syk Fik/K¥- 3%
WA ; T AH %L T anti-miR-NC 4 , anti-miR-374a-3p
4H SykSyk Kk KV E T, Z R BEASGIHEE
X(P<0.05). AU, miR-374a-3p # i) 54 Syk.

A

Syk
GAPDH 146 kDa

A N Syk 19 3'UTR & 4 miR-374a-3p HY HAMFES 5
B N miR-374a-3p ¥4 Syk ik
3 miR-374a-3p # & . IE Syk
Figure 3 mir-374a-3p targeting and regulating Syk

R3 WRAREBRELR (7, (3s) ]

Table 3 Dual luciferase reporter experiment [ 7, (x+s) ]

Sred n WT-Syk MUT-Syk

miR-NC 9 1.04+0.10 1.10+0.11

miR-374a-3p 9 0.31+0.03" 1.05+0.10
tH 20.976 1.009
P1H 0.000 0.328

2.4 4l Syk % ox-LDL 1 FH i) HUVEC #i 14 &
SAE S [ 52 W]

5j ox-LDL+si-N 4t L. , ox-LDL+si-Syk £
HUVEC H Syk \Bax &3k /K- g E (K, Bel-2 £ 1A
IR 2 T AN TG S T A TR
FHFEAR, TNF-a  IL-6 7 it i 2 AR (P<0.05) (&l 4,
#4),

¢ x
A B \}%-\ﬁ \}%-\,sx
Sy Sy
oF o
0x-LDL+si-NC ox-LDL+si-Syk Syk 72 kDa
10' 10°
10 10 Bax 22 kDa
= 10 = 10
‘ :
10 10 Bcl-2 26 kDa
100 100
10 100 10° 10° 10° 100 100 10° 10° 10°
GAPDH 146 kDa
Annexin V-FITC Annexin V-FITC

s A KA Syk X ox-LDL /£ I & HUVEC W T- B %W ; B K
il Syk Xt ox-LDL 1 i 89 HUVEC ' Syk J i 1 8 1 £ 5 1
A
4 DI Syk 3T ox-LDL {E A HUVEC BT KRBT
EBRRENZIG
Figure 4 Inhibition of Syk on HUVEC apoptosis and

expression of apoptotic protein by ox LDL

2.5 3L #ik Syk AEi¥#% miR-374a-3p Xf ox-LDL 1
FH ) HUVEC $5 475 B 4 4 S o e A

5 ox-LDL+miR-374a-3p+pcDNA3.1 ZH 4 It ,
ox-LDL+miR-374a-3p+pcDNA3.1-Syk 41 HUVEC
HH miR-374a-3p #2 ik 7K F I 3 [ AIK, Syk  Bax ik
TRV 2 T, Bel-2 Rk /KO i 2 AT, 20 a3 P
ARG, AR TR B 2 TS TNF-a  IL-6 1% i
WETHE (P<0.05) (K 5,%5) .
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&4 W Syk 3% ox-LDL £ F3 A9 HUVEC #8345 R & E R B [n=9, (x+5) ]
Table 4 Inhibition of Syk on HUVEC injury and inflammatory response induced by ox LDL [n=9, (z+s) |

21135 1 (490 nm) o
il TR TNF-a(pg/mL) IL-6(pg/mL)
24 h 48 h 72h
0x-LDL+si-NC 0.260.02 0.410.04 0.63+0.06 26.39+2.66 1685.03+166.18 414.63+45.12
ox-LDL+si-Syk 0.42+0.04° 0.65%0.06° 1.04+0.10° 16.21£1.71° 826.43+85.11 ° 143.36+15.08°
t{H 10.733 9.985 10.547 9.658 13.796 17.106
P{H 0.000 0.000 0.000 0.000 0.000 0.000
7 : 5 ox-LDLA4si-NC 41 Fb 45, * P<0.05,
A ox-LDL+ B
ox-LDL+miR-NC miR-374a-3p
10' 10
10° 10°
= 10 =10 o &
10 10 %,\m e;\“‘ <
o ) & &S
10 _ o _ o x oR S S oY
10° 10' 107 10° 10 10° 10' 107 10° 10 Q’iﬁo /\9\’{’:\»3";,0\’0620\’ o
Annexin V-FITC Annexin V-FITC NP & D.:&xQo o‘"n&x@
ox-LDL+miR-374a-3p+ ox-LDL+miR374a-3p : ’
0 pcDNA3.1 +pcDNA3.1-Syk Syk 72 kDa
4 104
10’ 10° Bax 22 kDa
= 10 = 10
10! 10 Bcl-2 26 kDa
100 10°
0 GAPDH 146 kDa

10° 10" 10° 10* 10*
Annexin V-FITC

T AL 3 263K Syk fig ¥ %% miR-374a-3p %} ox-LDL 15 1 i) HUVEC 1= 1540 ; B. i 3634 Sy

VEC "' Syk K JH T8 [ #3k 1 2 i

10" 10' 10° 10* 10*
Annexin V-FITC

k fiE 3% % miR-374a-3p X} ox-LDL /£ JH i) HU-

E5 JEFRik Syk 8%k miR-374a-3p Xt ox-LDL {E BRI HUVEC AT REXEARILH M

Figure 5 Overexpression of Syk can reverse the effect of miR-374a-3p on apoptosis and related protein expression in HUVEC

induced by ox-LDL

R5 TRIE Syk BEi¥EE miR-374a-3p Xf ox-LDL £ Al ) HUVEC 155 R %9 R BRI B0 [n=9, (R +5) |
Table 5 Overexpression of Syk can reverse the effect of mir-374a-3p on HUVEC injury and inflammation induced by ox LDL

[n=9,(F+s) ]
sy émﬂﬁ”ﬁ‘ﬁ(ﬁl()() nm) s Sykm TNF-a 1L-6
41 %
24 h 48 h 72 h RNA (pg/mL) (pg/mL)
ox-LDL+miR-NC 0.28+0.02 0.37+0.04 0.61x0.06 26.19+2.62 1.01+0.05 1695.65x168.21 413.28+40.05
ox-LDL+miR-374a-3p 0.49+0.05" 0.74+0.07" 1.18+0.12* 12.51£1.28" 0.28+0.03 691.13+£74.83" 115.06x13.76"

ox-LDL+miR-374a-3p+pcDNA3.1 0.51+0.05  0.76x0.07  1.20+0.12 12.63x1.30 0.29+0.03  702.04+73.58  114.27+13.25
ox-LDL+miR-374a-3p+pcDNA3.1-Syk  0.36+0.03"  0.53+0.05" 0.78+0.08" 21.20+2.24" 0.78+0.04 1431.23+151.00" 336.61+34.59°
FH 68.191 88.921 80.312 107.471 810.712 151.442 267.969

P1E 0.000 0.000 0.000 0.000 0.000

0.000 0.000

7 : 5 ox-LDL+miR-NC 41 [t 4, * P<0.05; 55 ox-LDL+miR-374a-3p+pcDNA3.1 41l 45, " P<0.05,

3 itig

B AR 5 2 S BRI Sk &%
i SN K — ZR B AL B , T AR AE 1 J5T i 9 A A

“F-a (tumor necrosis factor-o, TNF-a) X 1] [ A%
HUVEC (P38 78 15 P, 38 T 380 il i B2
S A5 49 B A E S I % A S 9 1 B v HL AT HE 2R
B AW RIS 008 o vk v R
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5 A N AR B i 22 55 S 1 HUVECSs it
. miR-21 33 35 AT B HUVEC N 24 K F
TNF-a . 4 ifi 4 Z -6 (interleukin-6, IL-6) {4 4335
% ox-LDL 155 1 HUVEC RAE; . A 525
45 3R .7, ox-LDL fi£ 15 & HUVEC 4 17 #l & 4
R 1 B o T 3 ¢ 35 miR-374a-3p J5 TNF-a
IL-1B3 IL-6 7% i PR A, M TR B AR, i A 5T
18 miR-374a 7] 38 5 7 I 55 MCP-1 1% 3 15 417 16
5 PR 9 PR B 95 19 9 RE ) . miR-374a-5p i &
K AT ek /b AU/ A A OB ) 2F AL #E ) PCI2 41 A
T2 AR S A A 4 L A — B, v
ik miR-374a-3p P& 4 7] f& 7 ox-LDL 5 7 Y
HUVEC $5iJ5 , 32 4 E SN o

W5 HRAE T4 Syk #2315, caspase-3 16 14 121 fifg
P B D Bl S BB 05 5 5 ) p 2 e oA
T, ] Syk i T BEARAE 2 05175 5 1) TNF-o Fl
IL-6 [ RETIC, 40 S E S N 1 & AR, AR SE g &5
R, ox-LDL YE ¥ HUVEC H* Syk /55835, #
il Syk FRikJ5 Bax FRik/K VW EHFEAL, Bel-2 &b
IR 35 T A M T S T v A TR
FFEAL, TNF-o  IL-6 % &F W 25 B . 16 B 4 4l
Syk 35 Al # i HUVEC 8 1= F1 2 i 52 W, 1% 7
ox-LDL i% 5 i HUVEC #i1i . #F 57 & LU Bk
miR-27a i 1 J G Syk #K#1 i mTOR 15 5 1% F &
e ok B R AR A A WE AT T $EOR Syk ]
B miRNA I 2 2 1717 52 1) 40 it A 0 7 0 A S G 2%
WK, miR-374a-3p 7 HE ] 4% Syk, i ik Syk
Wik T miR-374a-3p %t ox-LDL E i HUVEC $ifji
F A - B A AR T . 3R W], miR-374a-3p
A] g i 1 5 #25 Syk £ 3 ox-LDL 5 5 1) HUVEC
P13 , DR AR AE SV o

25 bR, i 261k miR-374a-3p A ikl HUVEC
PR TR R AE T B RERL, -3 ox-LDL 5| 2 ) HU-
VEC 55 S A4 SO, HALHI AT RE S Syk A K.

5% Hk
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LoV s SUHPY 3 55 B GE 5 Thl7 40 a9k Dh ke
K i PTG SR IF5E

[ ZE] BN FitrEg S AS0 st (HPV ) 8L 5 B8 Bl Bk T 460 17 (Th17) 40
IENBEMEC R, Fik  BEE 201741 H 2 2018 4E 12 A 7 A B wti2 (1 HPV & fH o4 182 fi], H:
s a5 HPV R % 78 ), I G B HPV e 45 104 141 5 5 16 %) HPV B e % v, Frau iy & 26 14l
AR 2 B Y 52 19 5 K Th17 40 K 14 40 A 26-17 (IL-17) IL-10 . IL-6 . IL-4 F#% Ak 2 K B F-b
(TGF-b), Z£8R HPV [H1EF Th17 48 . IL-17 . IL-6 . IL-4 F1 TGF-b 435 4 (10.03+3.10) % . (159.82+
31.33)ng/L. (46.60£10.61 )ng/L . (150.03+31.15)ng/L F1(4.40+13.32)ng/L, W .55 T HPV BATEH , 2% H
it eE X (P<0.05) 5 55 fE M HPV 84 3 TL-10 F1 IL-4 43 51 9 (21.12+3.72) ng/L F1(142.21+30.02) ng/L,
W] AL TR G ) HPV SR L (P<0.05) 5 55 16 %) HPV L FIIL G 2 HPV L3 Th17 40 . IL-17 .IL-6 I
TGF-b /K- FL 5 24 57 TeBe 1127 38 X (P<0.05) 5 15 f& K HPV R 22 Ji Y AR FRE2 B 3 Th17 40 H . IL-17 .
IL-10.IL-6 . IL-4 FI TGF-b 7k¥ttﬁ£%%%i+*‘“ B (P<0.05), 5t LWE I HPV Y] I
M B 38 Jry i Th17 20t e e i , (B A — 20T .

[RER] AFLLBERT; %‘EJJT*IFTQHEIE@U; 2 Hfl e % D e

Study on the relationship between cervical HPV infection and local Th17 cell

immune function in women
WANG Xiaohua*, YU Yan, WANG Ru
[ Department of Gynecology, Hainan maternal and children’s medical Center (Hainan maternal and child

health hospital ), Haikou, Hainan, China, 570000 ]

[ABSTRACT] Objective To investigate the relationship between cervical human papillomavirus
(HPV) infection in women and the immune function of local helper T cell 17 (Th17) in vagina. Methods
From January 2017 to December 2018, 182 cases of HPV infection were selected, including 78 cases of high-
risk HPV infection and 104 cases of low-risk HPV infection. Among the high-risk HPV infections, 26 were
persistent and 52 were non - persistent. Th17 cells and interleukin-17 (IL-17), IL-10, IL-6, IL-4 and
transforming growth factor-B (TGF-f) were measured. Results Th17 cells, IL-17, IL-6, IL-4 and TGF-B in
HPV positive patients were (10.03+3.10)%, (159.82+31.33) ng/L, (46.60+10.61) ng/L, (150.03+31.15) ng/L
and (4.40£13.32) ng/L, significantly higher than those in HPV negative patients (P<0.05) ; The levels of IL-10
and IL-4 in high-risk HPV patients were (21.12+3.72) ng/L and (142.21+30.02) ng/L, significantly lower than
those in low-risk HPV patients (P<0.05). There was no significant difference in the levels of Th17 cells, 1L-17,
IL-6 and TGF - between high -risk HPV infection and low - risk HPV infection (P<0.05). There were no

AERA A AT ESMAFRAAR A (GRL 2010 £.2-32)
i aX I LEEF T o (Ed by Rak)aft, e, i%d 570000
*EAZHEH £ 38, E-mail : wuweigx@163.com
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significant difference in the levels of Th17 cells, IL-17, IL-10, IL-6, IL-4 and TGF-[3 between persistent and

non - persistent high -risk HPV infections (P>0.05). Conclusion

HPV infection in the cervix of women can

significantly affect the immune function of Th17 cells in local vagina. It is worth further investigation.

[KEY WORDS] Human papillomavirus ; Helper T cell 17; Cellular immune function

I PR b 2 PR B 5 HPV B ) & A BB 1S 32
R R GO B L R R AR S Y R R
BEOMAS T WG IRZS R ) A FEWE 5 2o e 3
HPV JE& 4 1 UE R HLER (Y 5 b, % S0 440 i 1A 5
B S | BE S E {2 JF HPV R Y 5 2 vh & 45 3 B 1Y
YER™ . HBIE T 40 8 17 (T helper cells 17,
Th17) BE %38 1o 5% M 21 J5y &8 T bk © 40 1 9 107 255 fig
RZ MR B SRR A0 T b B 40 ARG T E T
HET 520 2] B X T HPV SR #: IS R AE 105 1
20/~ % -17 (interleukin-17, TL-17) ,IL-10 ,IL-6 .
IL-4 AR5, REAE 8 i 175 5 48 4 SN , IR 98 4iE
2 PR, 1R A R L R R R I R AR R
s B A A K [ F--B (transforming growth factor-f,
TGF-B)E AAE R A A P G B b, HWE T
T AMA R A6 PR O, B A T R ST
Fe A il B & S RE J1 . b 14878 Thl7 4i il 4
PETIHE 5 B B HPV B 1y O &, AT M I R 14
KB 3 HPV S F 35 iy I i 5%

1 ARSI

11—k

YEHL 2017 4F 1 A & 2018 4F 12 H fE A Bz ik i2
1) HPV JE& 4 [H 4 25 182 4], Ho v iy fi Y HPV gk g
H 78 ], KL HPV JE YL 104 4] ; = fE T HPV
JEYF rh | BRI 26 9] (5 [R]— 5 G HPV 8%
YRSt R 147 AERR SR G 52 B A
P« (D26 Yk ok Vo7 J2 40 A ARG N | I 3 5 A A % o BB
TG R HE R B 301 B N AR BAE b R P AR R A
BH995 28 5 @ T Sz | PN 0 W B At 32 e 5 5 5 (B)Jk
P B MG R HERRAR I : O 3 H W%z e
1RIT XPURERIRYT ; QIR FL I Lot o TRl ik
HCHPV B35 150 B 4E SR %t JE (T A= i Ik ey
i PR AR S )  HPV P& 5 BRI — k)
2 5 TGt 222 L(P>0.05), W& 1.
1.2 Kk

SR — UK SR S A R AT BH A 3 W SR B L R
L5 mL s BAREUE , INA 5 mL A= B ER K
J& 1 000 r/min &5.0> 10 min, B E 35 RAARSEAT R

R 1 HPVPHMEESHAMEE —MARLE (n,x25)
Table 1 General data comparison of HPV-positive and

HPV-negative patients (n,x+s)

21 5 n AFRE (%) R FEEL (kg/m®)
HPV [H:# 182 35.58+6.92 22.54+2.30
HPV A& 150 34.40+6.15 22.41+3.15

t{E 1.625 0.434

P1E 0.105 0.665

JA 25 wL IL-17Alexa Fluor/CD4 PE $/i {4 i/E4T
Fric, B8 30 min 5 EALIEAT Th17 404G, Th17
I G0 A e s LR R A BR A FD

K ELISA ¥ ¥E47 IL-17 \IL-10 . IL-6 . IL-4 FI
TGE-B A, >R 5728 Uy J7 B A7 Bt e vk
JFE R E , R FH R R 56 22 vl A T 9 e i B, A
96 fL bR AR Y, 55 4 Bl AR AR 55 5 BT 4 CYkAR I
R, ZRIBK vh ke 3 WK, AR YK 5 min, 552 I 5 B AR AR
BT BALFIA 5% W AR 4 5% 200 wL, & T
ACUKFR I, ZR IR Pk 3 WK, BEIR 5 min, JITARG
B TR (I [ abeum 723 A LS : 20083845 ¥k J&
1:800) , ZZAR7K vpje 3 ¥R, B K 5 min, BEALHINA
100 pL WJEY) , 800 )5 76 B bR A L a4 W % B Y
RIS
1.3 Gilsabs

511431 % SPSS 19.0 #5441 %R
(x+s)Fon, AL LL AT H ¢ K 3, LA P<0.05 2R
ERAGITHFE L,

2 FHR

2.1 HPV (A FIGHES Thl 7 G ARDCH T LA
HPV [H 54 Th17 408l \IL-17 . IL-6.1L-4 F
TGF-B B3 i & T HPV B3 (P<0.05 W3 2,
2.2 [Efa’ HPV FILfET HPV JE Y34 Thi7 41 i
KA T g
516,78 HPV JB L # TL-10 F1 IL-4 B B A% A%
& HPV J& e % (P<0.05) ; 4 i HPV JE e Ak
& HPV &Y & Th17 4 ffd \1L-17 . IL-6 fl TGF-B
KV 25 5 Tege 27 L(P<0.05) . W3k 3,
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%2 HPVAMEEMPMES Th7 AR EHELEETFILE (0, (xs)]

Table 2 Comparison of Th17 cells and related factors between HPV-positive and HPV-negative patients [ 7, (x+s) ]

451 n Th17 4iMe(%) IL-17(ng/L)  IL-10(ng/L) IL-6(ng/L) IL-4(ng/L)  TGF-B(ng/L)
HPV [ 182 10.03+£3.10  159.82+31.33  23.39+4.50 46.60£10.61  150.03x31.15  34.40+13.32
HPV fPEE 150 3.82+2.73 134.40+34.40  22.67+5.14 36.50+9.88 50.03+14.42  22.18+8.71

tH 19.162 7.038 1.360 8.903 36.240 9.661

P 0.000 0.000 0.175 0.000 0.000 0.000

*3 BREEHPV FERFE HPV BE Th17 BAEAREXEFLE [n, (x2s)]
Table 3 Comparison of Th17 cells and related factors between high-risk HPV and low-risk HPV infections [, (x £5) ]

205 n Th17 #iff1(%) 1L-17(ng/L)  1L-10(ng/L) IL-6(ng/L)  IL-4(ngL)  TGF-B(ng/L)
FfER HPY &Y 78 10.13£2.78  160.00+30.42  21.12+3.72  46.7129.92  142.21+30.02  34.819.78
/G HPV J&RY: 104 9.96+3.10 159.4432.21  25.09#3.30  46.5249.15  155.89+32.21  34.09+9.42

Ll 0.382 0.119 -7.603 0.134 -2.919 0.502

Py 0.703 0.906 0.000 0.894 0.004 0.616

2.3 G HPV 20 R YL MR Fr 22 # Th17 400 \IL-17 .IL-10 . IL-6 . IL-4 A TGF-p /K M4 22
4 iy S AR SE R F LR SRG TR L (P>0.05), W4,
15 fE B HPV Fpak ik e FHE R & e 44 Th7

R4 BREHPV HEREMAFFERERE Th7 HEREXEFLILE (1, (x£5) ]
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Changes of serum E - cadherin, VEGF and nm23 - H1 before and after

concurrent chemoradiotherapy for middle-late SCCC and the predictive value
LI Gailing, REN Fang*, FENG Wei

(Department of Gynaecology, the First Affiliated Hospital of Zhengzhou University, Zhengzhou, Henan,
China, 450052)

[ABSTRACT] Objective To observe the changes in the expression of serum E-cadherin, vascular
endothelial growth factor (VEGF) and tumor metastasis suppressor gene (nm23-H1) in patients with middle-
late squamous cell carcinoma of cervix (SCCC) before and after concurrent chemoradiotherapy, and analyze
their predictive value for prognosis. Methods A total of 92 patients with middle-late SCCC in the hospital
were selected. All of them were treated with concurrent chemoradiotherapy. The expression levels of serum
E-cadherin, VEGF and nm23-H1 before and after treatment were compared, and the influencing factors were
analyzed. The predictive value of E -cadherin, VEGF and nm23 - H1 for prognosis was observed and then
compared with neutrophil -to-lymphocyte ratio (NLR). Results The expression levels of serum E-cadherin
and nm23-H1 significantly increased, while VEGF level significantly decreased after treatment (P<0.05). There
were significant differences in 3 -year overall survival rate in terms of clinical stage, lymphatic metastasis,
expression of serum E-cadherin, VEGF and nm23-H1 (P<0.05). COX regression showed that clinical stage IIla-
IV, lymphatic metastasis and VEGF are independent risk factors of prognosis (P<0.05), while E-cadherin and
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nm23-H1 are protective factors (P<0.05). The sensitivities and specificities of E-cadherin, VEGF and nm23-
H1 for predicting prognosis are (75.0% and 94.7% ) , (87.5% and 90.8% ) and (93.8% and 77.6% ) ,
respectively. The sensitivity and specificity of NLR are 82.3% and 78.4% , respectively. Conclusion  After

concurrent chemoradiotherapy, serum E - cadherin and nm23 - H1 in middle and advanced SCCC patients

showed an increasing trend, and the expression of VEGF decreased, which has important predictive value for

patients’ prognosis.

[KEY WORDS] Squamous cell carcinoma of cervix; Concurrent chemoradiotherapy; E - cadherin;

Vascular endothelial growth factor; Tumor metastasis suppressor gene
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Kaplan-Meier survival analysis

Table 2 Univariate analysis of the prognosis [7(%) ]

Il R 5 46 n SMERAAARE L P

EI (%)
<60 62 51(82.26) 0.016 0.899
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=5 60 50(83.33)

I PR 4344
b 35 34(97.14) 6.754  0.009
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Clinical value of combined serum CA153, CEA, SF, CT and Hcy in the

diagnosis of breast cancer

XU Shuxing'*, HUO Qingyun', ZHANG Mingyuan', WEI Yonghui', YANG Ying', JI Jinhao', ZHANG
chunfen', ZHAO Bingying®

(1. Department of Laboratory, Cangzhou maternal and child health hospital, Cangzhou, Hebei, China,
061001 ; 2. Department of Breast, Cangzhou maternal and child health hospital, Cangzhou, Hebei, China,
061001)

[ABSTRACT] Objective To investigate the clinical value of serum carbohydrate antigen 153
(CA153), CEA, ferritin (SF), calcitonin (CT) and homocysteine (Hcy) in the diagnosis of breast cancer.
Methods 150 cases of breast cancer (breast cancer group) and 83 cases of benign breast lesions (breast be-
nign lesions group) admitted to our hospital from January 2018 to December 2018 were selected as the study
objects, and 60 healthy women in the same period were selected as the control group. Serum levels of CA153,

CEA, SF, CT and Hcy in the three groups were detected, and the differences among the three groups and the
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indexes of patients with different pathological parameters of breast cancer were compared. Logistic regression
analysis and ROC curve were used to analyze the diagnostic efficacy of independent and combined detection
for breast cancer. Results The serum levels of CA153, CEA, SF, CT and Hcy in the breast cancer group
were significantly higher than those in the benign breast lesions group and the control group, with statistically
significant differences (P<0.05), while the differences in all indicators (except SF) between the benign breast
lesions group and the control group were not statistically significant (P>0.05). The serum CA153, CEA, SF
and CT levels of breast cancer patients all increased gradually with the increase of the clinical stage of breast
cancer, and those with lymph node metastasis were significantly higher than those without lymph node metasta-
sis, with statistically significant differences (P<0.05). There was no significant correlation between serum Hcy
level and stage of breast cancer and lymph node metastasis (P>0.05). Logistic regression analysis showed that
serum CA153, CEA, SF, CT and Hcy levels were closely related to breast cancer (P<0.05). The sensitivity
of SF and CT alone was higher (>0.7) , while the specificity of CA153 and SF alone was higher (>0.7). The
AUC, the Yoden index, the sensitivity, the specificity and the accuracy were 0.885, 0.729, 0.813, 0.916 and
0.863, respectively. Conclusion Serum CA153, CEA, SF, CT and Hcy levels can be used as an effective

basis for the diagnosis of breast cancer. The five combined tests have higher diagnostic efficiency , higher diag-

nostic accuracy and are more conducive to clinical diagnosis.

[KEY WORDS] Carbohydrate antigen 153; Carcinoembryonic antigen; Ferritin; Calcitonin; Homo-

cysteine; Breast cancer
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Table 1 Comparison of serum CA153, CEA, ferritin, calcitonin and Hcy levels between the 3 groups [n, (x+s5)]

251 n CA153(U/mL) CEA (ng/mL) SF(ng/mL) CT(pg/mL)  Hcy(wmol/L)
FLARIE A 150 26.16+14.33 4.83+2.64 209.75+98.72 38.57+21.16 17.59+9.83
FLIR R AR AR 83 9.66+7.33" 2.03+1.24¢ 69.75+31.72* 18.4829.66¢ 12.34+5.8"
Xf i ZH 60 8.87+4.39" 1.810.83 48.51+29.36" 17.29£9.13" 10.41+5.92
FAH / 83.299 73.884 149.904 86.848 21.245
PIE / 0.000 0.000 0.000 0.000 0.000

2.2 ZFLERIE A Al B S50 5 1T CA153 . CEA .
SE.CT M Hey /K-y X %

LR B LT CA153 .CEA . SF.CT /K1
Wit 2L R i DR 3 303 %) v T 2 A R, LA AR

WES s & A= B WL o Z = S F ]
Giit2# 7 L (P<0.05) . TILYE Hey /KF5 7L
3 ) Rk 2 4 B B AT 0 TG W 3 A4 G 1 (P>0.05)
W32,

xK2 IBEFARRESHSIME CA153.CEA.SF.CT & Hey KEHXE [n, (x+s)]
Table 2 The relationship between different pathological parameters of breast cancer and serum CA153, CEA, SF, CT and

Hey levels [n, (x+s) ]

CELE 2 n CA153(U/mL) CEA (ng/mL) SF(ng/mL) CT (pg/mL) Hey (mol/L)
LM 53 19
0 28 16.27+10.62 2.93+2.36 144.58+78.54 21.18+11.27 17.15+9.23
] 40 21.78x13.24 3.57+2.49 176.89+94.17 29.47+12.88 16.77£9.67
1 14 47 28.87+14.59 4.93+2.58 212.87+100.25 45.67+23.78 18.65+9.94
JII it 35 43.59+25.83 6.94+3.63 289.67+123.42 60.78+28.67 19.14+9.87
FH 16.018 13.444 12.581 23.597 0.515
P 0.000 0.000 0.000 0.000 0.673
NS A
TekER 87 15.79+11.27 2.88+2.41 141.58+79.61 22.63+12.11 16.57+9.79
Hi% 63 40.48223.14 7.52+3.23 303.89+109.47 60.58+31.24 19.00+9.83
HE. 8.644 10.078 10.517 10.321 1.498
P{H 0.000 0.000 0.000 0.000 0.136
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Table 3 Logistic regression analysis of the relationship between indicators and breast cancer

Gy Bl S.EfH Wald/ y* i P ORH 95%CI
CAl53 0.046 0.020 5.270 0.022 1.048 1.007~1.090
CEA 0.179 0.086 4.367 0.037 1.196 1.011~1.415
SF 0.032 0.005 41.473 0.000 1.033 1.023~1.043
CT 0.061 0.023 7.096 0.008 1.063 1.016~1.112
Hcy 0.054 0.027 4.164 0.041 1.056 1.002~1.112
g -7.075 0.875 65.386 0.000 0.001

2.4 A5 FE bR IR I K A A I L AR 32 W
R BE & ROC fHh£k

IML3% CA153 .CEA ,SF.CT ., Hcy 7 6 il &
6 25 6 00 50 A8 B PRE_1 % 3L 9 12 T 19 912
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CA153 .CEA ,SF.CT Hey UEH A FHE P=1/[1 +

P45 PAE =50 7% 5 PRE_1 f¥ 1l FLAH B2 W7 31,
Bf g o i i Hosmer-Lemeshow & 11 B A5 46 >k
TEHr 70000 A5E Y ) A o BE 1 o 45 R 7R, Hosmer-
Lemeshow 7°=5.361, P=0.634>0.05 , $& 71 PRE_1 #
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Table 4 The diagnostic efficacy of single and combined detection for breast cancer

FeAR i S8 ZEFEEL TR S TR AUC(95%CI)
CA153(U/mL) 15.655 0.373 0.653 0.720 0.686 0.773(0.721~0.826)

CEA (ng/mL) 2.46 0.290 0.633 0.657 0.645 0.734(0.678~0.790)
SF(ng/mL) 95.810 0.566 0.853 0.713 0.785 0.893(0.856~0.930)
CT(pg/mL) 22.745 0.398 0.713 0.685 0.700 0.777(0.726~0.829)

Hey (pmol/L) 15.915 0.252 0.567 0.685 0.625 0.668(0.606~0.731)

AR PRE_1 0.610 0.729 0.813 0.916 0.863 0.885(0.837~0.933)
o ROC (Il £k .
| g 3 itig

CA153

0.8 SF pLVN w2 =2 N b Y )] -
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Figure 1 ROC curve of serum CA153, CEA, SF, CT and

Hcy in the diagnosis of breast cancer
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Ah‘ﬁﬁﬂgyﬁ?ﬁ” ARFARL G A BRER K, SR I A KB A O = 5 1T 4340 (LVEF) , R FH qRT-PCR K
WML L 28 GAP-43 mRNA 33k, Western blot Kzl U JIEZH 2! GAP-43 1361k, S55R  BIRILL0IEA 4L
GAP-43 mRNA FIZE AR5 23 314 (0.300£0.073) F11(0.373+0.043 ), W AL TR T A 2H (0.902+0.089)
F1(1.210£0.133) (P<0.05) ; BT ZH 45 4 J& )5 LVEF 4 (20.44+2.01)% , ] BAR TR T A 2H (70.28+3.62) % ,
ERA/ G E X (P<0.05) ; GAP-43 mRNA HH%} 2 ik i 5 LVEF & 7 #15¢ (r=-0.707, P<0.05) , GAP-43
FEHAXFA RS LVEF 2 A5 (r=-0.600,P<0.05) . Z5it 0 J8m K RO GAP-43 mRNA FlIfE
FAERT RIS R R, GAP-43 FE RN BT BES 5 T 0 I s i &bl -
[EEIA] ARMEEA43; O ER; LR

Analysis of the correlation between the GAP - 43 protein expression and the

pathogenesis of heart failure in rats

WANG Na'*, CHEN Yushan®, LIU Lei', DU Linxiang', WANG Shufei', ZUO Yanfang', LI Zongying',

LI Tingting'

(1. Department of Cardiology, Zhoukou Central Hospital , Zhoukou, Henan, China, 466000; 2. Department
of Cardiology, First Affiliated Hospital of Henan College of Traditional Chinese Medicine, Zhengzhou,
Henan, China, 450000 )

[ABSTRACT] Objective To investigate the relationship between growth associated protein 43 (GAP-
43) and the pathogenesis of heart failure in rats. Methods 30 SPF-grade Wistar rats were randomly divided
into model group and sham-operated group, with 15 rats in each group. Heart failure model was established by
intraperitoneal injection of adriamycin 4 mg/kg in model group, the sham operation group was injected with sa-
line, the left ventricular ejection fraction (LVEF) was assessed by echocardiography, the expression of GAP-4.3
mRNA was detected by qRT-PCR, and the protein level of GAP-43 was detected by Western blot. Results
The relative expression of GAP-43 gene and protein in heart tissue of model group were (0.300+0.073) and
(0.373+0.043) , significantly lower than those of sham operation group (0.902+0.089) and (1.210+0.133)
(P<0.05). The LVEF of model group at 4 weeks after modeling was (20.44+2.01)% , which was significantly
lower than that of sham operation group (70.28+3.62)% (P<0.05). The expression level of GAP-43 both gene
and protein was negatively correlated with LVEF (r=—0.707, P<0.05) and (r=—0.600, P<0.05). Conclusion
The expression of GAP-43 both mRNA and protein level in heart tissue of rats with heart failure are significant-
ly down-regulated. It may be involved in the pathogenesis of heart failure.

[KEY WORDS] Growth-related protein 43 ; Gene ; Heart failure ; Cardiac function
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0> 175 3 (heart failure, HF) J2&35 4 F i [H &
B0 WE L 2L AL |0 T BE A AR I R 2 B A 0 &
TR U= G I BB AR AR I — PRI IR ZR B AIE , 2
W OLE O A RGP . HRRRERZAF LT
e, AT S ORI T, 4 E A B AR
T 700 77, O R E ) 450 T A2 AT, = UL IfL
ERFEIETH EE R 8O 5 A B 30
d LT 58 5.4% " . HIREHLE], F2H TO0%H
UL 0 T 88 i 3 sl ek 2 A VR T BILA
PRI AP O - (IR =8 - S AT [T
T, BT 2 H B R 2R, SO0 UL S8 344 5 i
REEEMOERRE U ESECO TR #
2 = K A ¢ 8 1 -43 (growth-associated protein 43,
GAPA3) JE M 22 R 40 & F o 8 vy B 3R A g —
AN L FERRE AT, S 5 KR
Fl T2 K, e PP 28 P A R A ) B AR AR BT AR
Syt e KRB I e RR ) . GAP-43
GAP-43 mRNA /K- 0] g B Z EAY KT, S 5
HF KB R JEHLEIT . Rilk— i GAP-43 & [ .
GAP-43 mRNA 7K 78 HF 12 B b (4 8, A BIF 5%
Jo7 o B AR 75 DA A R 2200 25 B 1 4045 (Left ven-
tricular ejection fraction, LVEF) , i F§ qRT-PCR J&
PRI I 2H 21 GAP-43 mRNA 35 , Western blot
I i 2H 20 GAP-43 £ 1 3235, i K R T GAP-
43 F 3k S LAE O T 3208 & g HL i T R
EHS

1 RS

1.1 SLmshy)

B 7t g Wistar K ER 30 H,3 A g, A
180~200 g, MEMER K W A T AR B LI s
i B T HES - SYXK () 2013-0002, [ 45 £ il
YooK, B 45 12 h, BEHLS AR ] R TR
A 15 H, Hrp A g v B R AR T 4
H ., SPF % Wistar K [ 48 H , MEffE A FR | 14 T =
(200£20) g, 1 AL TR ALY HEARFHBRA A, 5L
B A K AES : SCXK2010-0001, K EUEA S,
IR R 1 2w R R R (20£2) T, FHXT
M A5% , 12 h BT AL, B OK, 5 RLBOR 1]
IR TR | IR K T e — U Bk
1.2 Sk
1.21 Tk

FARAKERS WSk, DHE BN FR

JUAS R IRAE B R KRR 47 30 J7 U/(kg-d)
HRZNAES 3 d, WBh Y, R J5HE O 5%
RJGH 8 JAFF R, AT i s, # keSS 4 T
ez kO E 25 RLX, RLX /N FI 400 30 ny/
(kg-d),RLX KH| 5200 98 wg/(kg-d) , 45 24 i [H]
2 &, i EAE T AR N A BRER K DL HE 2 AH R
J5 s ARBURIES B AT S
1.2.2 DIEEA KA

2% I B HE 2k DA s 3 5 i O 5K (Sigma 23
A), 45 T0894 ) A T DK R I , 11 7 e 4 K Ly g
Je AP EM o SR R €8 6 75 12 B (SONO0S5500,
Hewlett-Packard 2\ 7] ) 83k & H ah W) & /N Sk
(15 MHz, A5 : Vevo 770) #47 —4E# 7 19 .0 HETE
AR REAT I , 08 L R BB 55 . IS bR
FOAE 2o O B 5T 53 B (LVEF) e S £F sk R 481
(Left ventricular end-diastolic volume , LVEDV) . /&
oL ZE IR 45 R 25 B (left ventricular end-systolic vol-
ume,LVESV),
1.2.3 gRT-PCR Ki#r

S0 RNA 2 # B8 Trizol {5 & (Invitrogen,
EH L, {5 15596-026) i B 45 HEAT, ) K BLO IE
ZHZ0 i 0.4 mL 4 Trizol i1 5 213, A 1/5
Trizol XAV & & 05, RIZUR GRS, E IR T
#rE 5 min,4C, 12 000 g &.0> 15 min, B FiH R 2
BB OEN,IMAE FIE KSR N 55N,
HENR A, IR T # & 10 min, 4C, 12 000 g & .0
10 min, H F3E W o MUTHE T IMA 1 mL 75% £, 1
THVRULTE , 12 000 g, 4CE 0 5 min, H FiF R AR A
BUHEJE T4 . RNA OD {H A260/A280 7E 1.7~2.1
F A . PCR P4 . e 18 i % SR 57 & () N i
HAEYABRA A, #5 : RROATQ) i B 45 i 17
DNA Ji % 51 5 DA #% 5% cDNA 7= ) R WA, i 18
SRS R PCR B & (M B EAE WA BR A
A, b5 0 RR430S) BB 45 #F 17 28 5 2 1 I % o
PCR JZ W AR R GNF  WAEPE 30 5,95 ; §7 4% | 4Efif
155,95C; Bk 30 s, 60C, T 40 %, b5l
Y . ATTCAGGCTAGCTTCCGTGG, F i 51 ¥ :
GAAGGTGCATCTCCTGCCTT , /= ¥ F Bt H
218 bp,
1.2.4 Western blot ¥ £%

B 50 mg 43 25 15 3] 1 A2 0 E AL U B H
BCA % (bicinchoninic acid ) | & F 46 FH R &, FiE
M HEAT H K L B GAP-43 —Fi I & (7 B Le )
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1:400, 2B A 78 AR R A m AL ) | B g
B 438 a2 B, AR 1) Western | TP 41 fifd 224 fift
W PMSF 350 % BCA & [ He B il 2 il ) & 1
W A s KA ARG . 4500 KR R H
Image J EUR S BT Ao AT Ab L
1.3 Giitepabe

K SPSS 19.0 F A #4745 45 43 # , 1 82 5K
KA (x+s)F27n , A1) L ¢ K56, AH e At
Pearson # G /0 HF . P<0.05 N 22 & H A 45 1} 2

2 R
2.1 P KRR & i

A58 21 0B T AR 2H R SRR o L 2 S TR
THEE X (P>0.05), 1% 1,

F1 MARREREILE [0, (3£s) ]
Table 1 Comparison of body weight between the two groups

[n,(x+s)]

2153 n W (g) t{H P{E
R ZH 11 194.49+10.20
WFERHE 15 191.189.22

0.865 0.396

2.2 WU EHE 4 5044 GAP-43 mRNA Fl
EARIE

LT 20 00 F 2H 21 GAP-43 mRNA F18K 19 45 %
RERWUBMKTEFARL, 2R UBRASEITHE
M (P<0.05), W2 E 1,

K2 WEEERFE4FOEALR GAP-43 mRNA F
BEBRIE [n,(x£5)]
Table 1 The expression of GAP-43 mRNA and protein in
cardiac tissue 4 weeks after model establishment in two groups

[n,(x+s)]
GAP-43 mRNA GAP-43

AR TwmugesR WudgekR

FERIZH 11 0.3000.073 0.37320.043

WFEARH 15 0.902:+0.089 1.210+0.133
HHE 18.335 20.023
P1i 0.000 0.000

AR BART AL

2.3 WS 4 )5 LVEF L
R 4H Y5 A% 4 )5 5 LVEF B AR TR F A4,
R A G E L (P<0.05), K3,

GAP-43
B-actin

E1 EEAFMBRFAAKRBROHEAELR cap-43 EEAH
western blot 43 4
Figure 1 Western blot analysis of GAP-43 protein taken

from heart tissue of rats in model group and sham-operated

group

#x3 WMAEEABFLVEFLLE [n, (Fxs)]
Table 2 Comparison of LVEF in two groups after 4 weeks

of modeling [n, (X +s) ]

2R 5 n LVEF(%) t{H P&

FRTRIZH 11 20.44%2.01

- 41110 0.000
BFARL 15 70.28+3.62

2.4 FHRMESHT

B 2H GAP-43 mRNA & (A X ik &
5 LVEF #4705 17, 45 R 7 : GAP-43 mRNA
A X 2 38 & 5 LVEF £ i /] 5¢ (=—0.707, P<
0.05) , GAP-43 & A X 35 1 5 LVEF £ i &
(r=—0.600, P<0.05), WK 2,

22.00 R* £ 1=0.500 22.00 R*Z1£=0.350
21.00 21.00

~20.00 ~20.00

8 =

19 19

£19.00 &19.00

> >

~18.00 ~18.00

17.00 17.00

16.00 16.00
0.80 0.85 0.90 0.95 1.00 1.05 1.10 100 110 1.20 1.30 1.40
GAP-43 mRNA 1%} #ik it GAP-43 B 1% ikt

BH2 OHFIEBKR GAP-43 mRNA FIEAENKRIZEES
LVEF #X B

Figure 2 Analysis of correlation between relative expression
of GAP-43 mRNA and protein and LVEF

3 it

ZRCF N HF BUS M 8204 fy , e 2]
ZUH AR AT 51 LA PO R O AR B 45 L
R PR R BUAE , 7 5 A] 51 B3O IR AL
Ol 28 R AR HF 5 2 i o e POl 3 i 2AR
o TSR T 2 A S SR 2 i JEE D A G
PESEBE B K L R 56 42 ], S8 et 22 Fh Ay |
O U AR EAE ] — B0 e O n £k
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FEHLE . A ARGE O HE B Rk A8
ety M ERR WIS 2 R RETEAS
TP 28 K LIS B R I N RGTE o h 25 H
B RN R PR AL T Y KT T R i ) 2
B 2R B R WSCRE T RN, AR N M, i Y 2
B 1 2 R AR AR -1 % B BRI, i il AR 2 S UK
P2 DIRE T R 2k KB ] A O E R AR A
AL O R, B S EET- . 6 IR AR
1A 5k K #E AL I B 1 57 (angiotensin con-
verting enzyme inhibitor , ACEI) 22 25 ¥ ] 2% fifi f %
(28 I 22 5 ST I , B A2 A4 BEL TSR X e R 45 e
ODEERH P WA AR D R AE Ty
i EAEEEH., AmeSaIERN T Z A,
HLRVE AL i AS A8, v] BE S5 08 00 % RIS
P A M K B A5 R e A 5
HEBVIXR, ANFEH—E05%

GAP-43 J& 1 28 70 148 S Pk 1) i 2% B2 1 o
X FK neuromodulin, Z 5 # 2 40 g A= 4 L 2 fik A
KH ML 7R R Lo i & MR
FErp il 2 AR, IR AT, GAP-43 1 4 41 i 1
SO AR AR R R (A ik
7 s R 5 G A I R s R
PR AN G515 S AR, R SCik
i 38, FFH GAP-43 7K s .oy L4 L By fi L A2 1
Wt 28 B 2 T A R R B bR CZE (O R AH G
S b B — e EH . ARG R, 0]
TEVR AR 2 K FUIM 1 GAP-43 mRNA .GAP-43 11
TR T AR K USR8 45 2 FEAL, 5
REAEAF I IE — 3 o A SOk IE 5 i 250 )
O Uiy R RV VA SO I v 245 S AT R R S
GAP-43 % |1 . GAP-43 mRNA /K- & T [, %0
IHREFE AR KN % B LVEF $25 , K Bl F RS 51
Bk . AR ST iR B 45 AR IR A 258, (0T
Kk — Lo Hr o NEY) g 5 GAP-43 1 .GAP-43
mRNA KR . ARG R IR, GAP-43 &
1 .GAP-43 mRNA 5 LVEF [a] ¥ 2 A6, $2R,
GAP-43 %5 11 .GAP-43 mRNA & , O I AE M 25 |
H LG AT A S O i I DAL A A, XoF Il R A2 I Fi A
PEALIARTT 7 Mt B S

Zr bRk, 0 7 5 v KRG IE2H 21 GAP-43
mRNA FIEE (A A E N, 50068
—ERR R E R R A EEEM ., A
FEREAL , AL E GAP-43 2K 1 . GAP-43 mRNA

HKPFE LS WP B {8 B A5 SO I RE
KA, M il R B A B4R 8, L
IR BIIR IR R . APSEA R Z AL AR A
PR, 5 7 KAEA I — P RA T

5% 3k
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1L i miR-200c #&3% 55 2 RIBE bR {45 H1 B E DR 0]
BEJR A PERESE

EE A A RO

[ ZE] BHE WIS ILE miR-200c £ ik 5 2 VB R B & A& A R m ot R i A 6 . ik
PEFE 2015 4F 3 H 2 2019 4F 10 H 552 YA A B 1Y 108 1] 2 BUBH IR G B, i 3R 1 IR ABERT IR A 28 EH /K
43R TG AR R AL 55 461 e AR R4 35 1) R o 1 AR 1 R A 18 1), AR I 55 IR ABE R IR 111 8 1
SR Ry R R e 2 AR R AL, A B A e B I3 miR-2000c 3k 8 44T 1 2 1 bR e a0 g 11
MXHNE, HR SHAEARA B A E AR e, K A E ARG S PR ] At K,
{1 L% FBG \HbA1¢% . Scr .eGFR .miR-200c 18 i B, 2% 57 B Geit2#38 L (P<0.05) ; SR 7 R4l &
R, A A = IR Ser.eGFR \miR-200c $4 8 W3, 25 53 2 it 7% X (P<0.05) ; Logistics
5T 7, 8 1R B miR-200c 38 e 12K 1 bR B J (A Fa B R 28, 25 5 AT B 12 78 L (P<0.05) ;
ROC {1 4 43 B .78 , miR-200c X [ 25 [ bR & 3 a0k Je LA J000 ¢ {1, e A 0.865, 51 Vs
miR-200c FEIEHNNIE: 2 FUEFRIG HEE AR IR 0 UIa0E R A ARG DR 28 ELG) P9 28 P PR S 0130 Joe ELA Tt A1

[RgR] 2 AUERN ; HE AR miR-200c; KPR ; SRR

Correlation between serum miR-200c expression and the short-term progres-

sion of albuminuria in patients with type 2 diabetes

ZHUANG Ping', YANG Jin', ZHENG lJiao', ZHANG Min**

(1. Department of Endocrinology, Sichuan Forestry Central Hospital, Chengdu, China, 610081; 2. Depart-
ment of Geratology, Sichuan Academy of Medical Sciences and Sichuan Provincial People’s Hospital, Cheng-
du, China, 610072)

[ABSTRACT] Objective To investigate the correlation between serum miR-200c expression and the
short-term progression of albuminuria in patients with type 2 diabetes. Methods 108 cases of patients with
type 2 diabetes who were hospitalized repeatedly from March 2015 to October 2019 were selected, divided in-
to non albuminuria group containing 55 cases, microalbuminuria group containing 35 cases and macroalbumin-
uria group containing 18 cases according to the level of urinary albumin at the first admission, progressive
group and non-progressive group according to the change of urinary albumin at the second admission. The se-
rum expression of miR-200c at the first admission was detected and the factors related to the short-term prog-
ress of albuminuria were analyzed. Results Compared with the non-albuminuria group, microalbuminuria
group, the course of diabetes significantly prolonged, and the hypertension rate, FBG, HbAlc%, Scr, eGFR
and mir-200c significantly increased in macroalbuminuria group (P<0.05) ; compared with the non-progressive
group, the hypertension rate, Scr, eGFR and mir-200c significantly increased in progressive group (P<0.05).

The logistics regression analysis showed that hypertension and the increase of miR-200c are the risk factors for

KRB AT HE AHE 4 (HAF-20156021457)
A s 1L w E ARk s B B kA, w o, s AR 610081

2.9 H EFHAFRENEAREREEN LA, )], RE 610072
*iBAZAEHE KA, E-mail : caidiant5483@163.com
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the short-term progress of albuminuria (P<0.05). ROC curve analysis showed that miR-200c had predictive

value for the short-term progress of albuminuria, and the best cutoff point was 0.865. Conclusion The in-

creased expression of miR-200c in serum is a risk factor for the short-term progress of albuminuria in type 2 di-

abetic patients and has a predictive value for the short-term progress of albuminuria.
[KEY WORDS] Type 2 diabetes; Albuminuria; mir-200c; Short term progress ; Risk factors

2 BUHE DR T L UL P A s HL &
I3 R R AT R R A (H 2 RUBE PRI BB BRI
DU ISR, AR A AR AR I RO R 2 o Ml
PRI B 2 2 TR PRI 5 UL R P I AR, 2 I
PR b 2R B B 9 d5e i DL s TR 22— BB PR
I Y A 5 R 4R R AN EE OB SEAL AR & R
T3NS E= R ANR GrOTA QLB R7IY i< SN iy
AR, ORI 2 A ST 45 D TENE IR B s, 2
DRI PR] 2% A i E S5 55 0 DR Vs 1) & A O, R H
I ] PG T PR S P I R A 9 LAk I T A 5
R R BEXT G & A T B S

1 2R 1 DRI PR B o R AE PR 1 R B, AR AF
FEPIILEE 1 B8 IR i 3T 0 R A O R DA B JR i
i 15 1 A S AT AT A C R G B T R . s
RNA (microRNAs, miRs ) j& — K B A7 Z F ¥
Ve AE G5/ N53F RNA, [T 1 2 FF miRs #& ik
S W ORI 5RO B 0 R AR G KB R
W FEIE S, 4 PR s K BRUE IR miR-200c (13
IRHE I H AP miR-200c 28 385585 9 B 9 K B
BEE AR ER . 3T 0, AW S0 0 i
miR-200c ik 5 2 BUBE PR 8 1 85 H PR )t
JE AR G | & 78N B BB PR s B 0 5 1 & e 722
AR AT REAIL ) 44 S T80 005 155 & e A2 Ak 1) b ik
PR

1 ARSI

1.1 — R

W 2015 4F 3 H & 2019 4F 10 H i 5 2 W0A
A BEABE R 108 ] 2 BUBE R R R A . AR
HE: OFF A 2 BUBE PR 2 Wi bR i @ L2 IR
A B 19 BERE 52 8 5 BBy YA B B B BRI 37 I A6
miR-200c, @A B & M K JE ¥ O & E A =
A s HEBR AR M O Ath 25 BUBE i g ol A 5195 R s 2
PR IF R AE , Q0WE PR 9 T AE R BE L s IR B R
B Q@G IF B Kk B ME R s @A I M
@DA B TP . DL — IR A BERT 5%
BHE Ry FEL TR B R A B B 1 BB S B U

TR, AR SE — IR A BT R (18 K4
H & IR 4H (<30 mg/24 h) 55 4 S d 1 & A IR
(30 ~ 300 mg/24 h) 35 i K& 12 11 /R 4H (=300
mg/24 h) 18 ] o 7525 L id ik BE Be A8 B2 D 25 it
e
1.2 R S5

miRNA 2 73 251057 & . miRNA cDNA 2 —
A A & miRNA 26 56 & ke e & [ b
R W], 98 it PCR A Bio-rad 24 H]
1.3 Jiik
1.3.1 BRLORIBE T n s

WA BB 1 O E 199 5 Ok, A4S P
AR OB RS R A BT & 48 %X (Body mass index,
BMI) . W 0 sk o e s FH 251 A0 L e [ e
(Total cholesterol, TC) . H i — g (Triglyceride,
TG) . Ik %5 & Bg & H IH [ B (Low density lipopro-
tein cholesterol, LDL-C) . {5 % & 5 & H JH [# i
(High density lipoprotein cholesterol , HDL ) . %5 i IfiL.
B (Fasting blood glucose, FBG) | ## fk 1ML £ 2 M
(Hemoglobin Alc,HbAlc% ) . Ifil LI ( Serum creati-
nine, Scr) . W A4 AL B 1% BR % (Glomerular filtra-
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1.3.2  [fiL7% miR-200c Fik AR

U U AR e 10 T B8 B 1 37 A A4S, R F miR-
NA #2073 B 0] & 23 85 17 P B miRNA, 5% H]
miRNA cDNA £ — 5 iR @K miRNA S 5%
7 ¢DNA, 2K F] miRNA %¢ 5 2 12t 4 ] 1 1) 5 i
PCR J ¥ 14 2 Jf 47 PCR 4714 , 43 51 97 1% miR -
200c Kz U6, MR 4l & 4% it £ 71 5 miR - 200c {1 %
Ly i g8
1.3.3  HEH R R

AR BB S 2 IR AR SR 55k, 528 1IRA
B if A R B AR AL R AT LA, [a]— BB 3 TG
HE R E A EARSREAE AWK h
MEAHEARKEREREAEHK KEHEA
PR B Ser K V- B A% 347 4 W A 1 B DR )

-, 28 A AR R R AF A HEA
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PRUEFEAL, HoAy 80 Ik & A AR R IR VB H
EASITE| SIS
1.4 Giile#abs

K FH SPSS 21.0 B AF 47 4307, TSR n
Fom RPN (v £5) FoR, Z ALY HO R
T 223 B (PR T ) LR ¢ R, A G RT3 43
B >R F Logistic [71 )5 43 #7 , T 4 {8 >R F ROC #fi
LM, P<0.05 A=A/ G .

2 #R

21 THEFRA e AEARA K EHEN
PRE| B — P e b L3

3L )P AR IS BMI IR SR T 25 175 1 25
2R TG X (P>0.05) ; ST AE A RA )
R R AL LA, K AR R 4R R PR
55 A B W A K (P<0.05) , 5 IR SR B i 1, 2%
SHASEE L (P<0.05), WE1,
2.2 THEMARA A EARAE KEHEN
PRE| B S AR bR A LA

R®1 3HE—BERBILLE (2(%) ]

Table 1 Comparion of general data among 3 groups [n(%) ]

LHEH A KitH

ek PR EARY  EAWRY /P PE
(n=55) (n=35) (n=18)
Bk 28(50.91) 15(42.86) 9(50.00) 0.585 0.746

WA (R) 59.48+9.94 58.77+10.71 61.34+10.88 0.370 0.692
BMI(kg/m®) 23.48+6.92 23.28+7.12 24.29+8.52 0.120 0.887

f:‘jf;ﬁfﬁﬁ 6.09+1.76  6.86x1.84  7.14x1.97 3.185 0.045
e I 19(34.55) 19(54.29) 13(72.22) 8.761 0.013
W2 S 13(23.64)  7(20.00)  3(16.67) 0.445 0.801
ARB/ACEI  27(49.09) 18(51.43) 11(61.11) 0.789 0.674
fiby T2 14(25.45) 10(28.57)  4(2222) 0.262 0.877
THXAN 37(67.27)  28(80.00) 12(66.67) 1.919 0.383
S 16(29.09) 9(25.71)  5(27.78)  0.122 0.941

3 21 [A] TC.TG .LDL-C .HDL-C 2 5% L4 i|2¢
B (P>0.05); STEAEARA A E A RA
Fe#, Rt 18R R 4H A 45 119 FBG \HbA1c% . Scr
eGFR . miR-200c #J B @I, 22 % B A Gt =
X (P<0.05), WFE2,

F2 3HEBEFIEERRILR [n, (x2s)]

Table 2 Comparion of laboratory indicators among 3 groups [n, (X +s) ]

TRt TABERAE (n=55) WMEABARAE (n=35) KEABHRHA(n=18) F{i P4

TC (mmol/L) 1.77+0.32 1.64+0.35 1.83+0.39 2.329  0.102

TG (mmol/L) 4.77+0.78 4.49+0.81 4.84+0.92 1.635  0.200
LDL-C (mmol/L) 2.29+0.52 2.50+0.77 2.56+0.69 1.807  0.169
HDL-C (mmol/L) 1.28+0.29 1.19+0.31 1.22+0.34 0.981 0.378
FBG (mmol/L) 6.29+0.95 7.58+1.15 8.11x1.48 24.724  0.000
HbA1lc% 6.83+0.97 7.34+1.25 8.65+1.94 14.073  0.000
Scr(mmol/L) 60.19+9.95 67.58+12.58 86.96+14.58 35.633  0.000

eGFR[ mL/(min-1.73 cm?) | 114.49+26.96 100.19+31.48 85.68+14.85 8.544  0.000
miR-200c 0.69+0.26 0.86+0.28 1.08+0.29 14.855  0.000

2.3 HEARM A S A R B H — R TORHY
R

PZEL R 53] AR BMIT K DR S P L IR
25102 R TG 22 B X (P>0.05) 5 53k
Y HRE L, T R 4 BRI R B kG T, 2=
SHRAGIFE L (P<0.05), W33,
2.4 HEARHERA SRS HE LR E IR
() b 5

Wizl TC . TG .LDL-C ,HDL-C ,.FBG .HbAlc%
ZRTG 2R E X (P>0.05); SAE3F EAH B & 1
i, JEREH B 3% Scr . eGFR . miR-200c 27 B i 34
25 BA SR L (P<0.05), W4,

&3 HAE— AR (%) ]

Table 3 comparion of general data among 2 groups [1(%) ]

HEHK  HEHARK

TR ek piR o El Y P1E
(n=80) (n=28)

T 38(47.50)  14(50.00)  0.052  0.820

AR 59.77+10.11 60.75+10.94 0432  0.667

BMI(kg/m®)  2349+7.32  24.34+648 0507  0.613
BEIRIETE(4E)  6.72£1.68  7.09%2.29  0.909  0.366

e I 39(48.75)  20(71.43) 0.289  0.591
2 K08 18(22.50) 5(17.86) 0267  0.606
ARB/ACEI 40(50.00)  16(57.14) 0424  0.515
[IMES 28(35.00)  10(35.71) 0207  0.649
UK 54(67.50)  23(82.14) 2173  0.140
JBE £y 2% 22(27.50)  9(32.14) 0218  0.640
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R4 WABLBEHFRALE [(x+s), mmol/L ]
Table 4 Comparison of laboratory indicators between the

two groups [ (x+s), mmol/L ]

HEMKR  HEAKR

Tk Bl Pk i P{H
(n=80) (n=28)
TC 1.73£0.30  1.85+0.41 1.649 0.102
TG 4.69+0.84  4.91+0.96 1.149 0.253
LDL-C 2414070 2.57+0.68 1.049 0.297
HDL-C 1.20£0.31  1.20+0.35 1.278 0.204
FBG 751118 8.08+1.78 1.911 0.059
HbAlc 755+1.32 8224219 1922 0.057
Scr 73.48+12.77 83.98+14.29 3.630 0.001
?GFR['“L/Z 110.48+28.48 87.12+16.48 7.704 0.000
(min+1.73 cm?®) |

miR-200c 0.73+0.15  1.05x0.33  5.346 0.000

2.5 [ MR R s i R 2 logistics [a1H
Gails

DL B RS I e o i AR e, DASS R 2.3 K
2.4 WA B3t 2% 25 5 W i | Scr, eGFR , miR -
200c iy B A8 & #E 17 Logistics [7] 4 438 , &5 ML A
miR-200c 34 HIJ2 1 8 1 PR 100 Je iy fa I PR 32
# 5 A G112 5 X (P<0.05) , Scr . eGFR 5 [
P JR 2 301 0 e TG B A G , 2 R RS T2 L
(P>0.05), WL3%5,

®5 BHEAREHPHRZWMEZRE Logistics BT 547
Table 5 Logistic regression analysis of finfluence actors of

short-term progress of albuminuria

W&  Bfi ORMH 95%CI  Wald/y{H P1H
EILE 0284 1575 1.159~2955  7.505  0.002
Ser 0412 1285 0938~1.948  1.382  0.098
eGFR  -0.227 0.894 0.575~1.284  0.938  0.138
miR-200c 0.109 1.758 1.323~2.485  8.494  0.000

2.6 miR-200c T [ 8 11 bR %5 513 Jig 1Y ROC i
Lo b

miR-200c T 1 25 R0 Je 1) ROC 2k
1AL 0.7663 (95%CI: 0.6647 ~ 0.8679) , AR5 2
AR E R B AT AN £ 0.865 , IZ A T
AR 1 PR i a0 e 1 R R 64.29% R SR
71.25%. WL 1,

3 it

R DRG FJ  f PAR 6 AL B8 D o 18 1 I A
Z— JEE R W AT B, N T AR
W FEE 1) 5 o XIS o F PR PR P )

100

80

60

RILE %

40
20

0
0 20 40 60 80 100

1-$5 5%
1 miR-200c Tl B & B R 2 #A #t R 9 ROC &
Figure 1 ROC curve of miR-200c in predicting short-term

progress of albuminuria

fEME Rz — B 0 & E AR A e
Z HEHRINE ., ZWHFIEUESE R 5 R
P12 1 HE RS IS 0 e B T TS AR
W5 05 IR R LA R A A e AR i
SEHR R A YIS R, R R R
A U PR R TP e RE R A (L ER RN R
118 15 fe N LA OB 1) e R 7 S

1 E B ST T, 24.6% 1Y 2 BORE IR 9% 5
HRAERAE ARG IR . AR T
2 TR R 95 B 1 AR 1 U R 1 B i S
W R B R AR A R e R R 2 —
FEWE PRI B 0 2 A v i b I S R
2 22—, MR T RE RS k5 R B /e i Ak 5
M) B NERTE T SRR AR R S S BB E W R A
AT 1 285 SR I i — 25 B w8 0 e AN A3 5 0 PR s
B I 1) & AR G, T R R IR W B e S T 1
& 5 AR H IR AR G

UCAESR | 22 I I Bm 25 4 40 PR e s
T RIEAT , Hoh miRs J&—FPaEgmis /N RNA, 78
SR AT 1 L R 3k, AR PR B 1 R 2B
R B R R R R SRR XA 1 Bl
PSRN , B BRI B R BUEF I ' miR-200c (1935
SRIG I 5 SRR FH miR-200c B30 HI Y1 B PRI
B A VB A B e L T A RO D TGF-B1 &
KT, 2R miR-200c R REFEAE R B (1) & A &
b B F o AERE PR B R B, 4
miR-200c FERREM AL RIBTE I HULFHEALIFE

25 LTk 2 BB PRI 83 1035 miR-200¢ Kk
BN AR PR 7R A e R S 0 R A O
113 miR-200c F2 A3 MZ 2 BB IR & H R H
i Je 30 9 R %) A B PR 2% L 11 2 P R e S 0t R R
A AN E (F4#% 216 1)
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PR E AR BON TR I A B R 5 i
e

(8 E] H® REITHBUGEFHBE(PND MK TR B E WG LR, Ak HHHEIKEER
PubMed A1 I F1 7 75 850408 e, WSO AT 56 PN IS Jo R 70 0% 22 1 BRI 5, A6 2R ) PRSI A2 /2 28 2019 4F
7H 31 H, ffi ] RevMan 5.3 5 F#E17 Meta 2047, Z5R JL9A 74 AFIIFSE , 35 1 527 hi R & .
Meta 73 Hr 45 5 i 7% - 2D 4047 AR PNT A BA= 77351 (OS ) (HR=0.50, 95%CI 9 0.38~0.64, P<0.01) ,
22 R 240 B P IG PNI R 3109 3 24E 7238 (0S ) (HR=0.71,95%CI 4 0.56~0.90, P<0.01) , 5 % PNI 2 # 11,
FIPLRAR PNI R BAE A 4, R #825 . AR Meta 25 578 5 40 M b R S R I, P=64% , {BLfiL
JERPEHT R Meta Z0HT 9 BVARSE R RER . 1 IR PNI 50T A R KBS A5G, 43 v] REAE
Ry S JEJRE R T B VB PR AR A o

[R$EIF] WG E IR R, TG

Effect of prognostic nutrition index on the prognosis of glioma patients

XU Ri*
(Qilu hospital of Shandong University , Jinan, Shandong, China, 250000)

[ABSTRACT] Objectives To systematically assess the prognostic value of prognostic nutritional
index (PNI) in patients with gliomas. Methods We identified relevant studies by searching PubMed, CNKI
and Wanfang databases to collect cohort studies from inception to July 31st, 2019. The meta-analysis was
performed by using RevMan 5.3 software. Results A total of 7 cohort studies involving 1 527 patients were
included. Low PNI was associated with the short overall survival of patients with gliomas in the univariate
analysis (HR=0.50, 95% CI 0.38~0.64,, P<0.01) and in multivariate analysis (HR=0.71, 95% CI 0.56~0.90,
P<0.01). Although the results of the meta-analysis had statistically heterogeneous (F=64% ) , a sensitivity
analysis showed that the results of the meta-analysis were stable. Conclusion  Current evidence shows that
low PNI is associated with poor prognosis in patients with gliomas and that the prognostic nutritional index
may act as a useful prognostic biomarker in glioma patients.

[KEY WORDS] Prognostic nutritional index ; PNI; Glioma; Prognosis

JiE S5 968 ( glioma ) 2 d5e B UL A it 4 e P A b S TR B HE TR RN RRZ G LmE S
o7 I e TR A 819, L e SRR AR R (glio-  FeE4Ric# IDH  TERT \ATRX |, 1p19q %5 DA & — &
blastoma, GBM ) 41 21 2# AU i 77 UL, 249 /5 BT A e o It R AR 20 £8 8 AR 0% 1031 Karnofsky T BEAR ST
JE 70%~T75% , GME R FE e =, VA HA 14~ Ay AR — R X T 7 57 45 U (prognostic
174 AN ¥ B DA 25097 Vi T nutrition index , PNT) 5 i R £8 2% #l5 19 C A R
SR L~V 19 NHRh BRI MARE i 37 TR BRA % — Mgt . STk, AT
T, W% IV 2k A A 25 19 v 2 ) e o g PR PNI 7E 2 51988 F8 3 v 10 )5 A (B Y S 38 30 4T

WA W ARFFEERE AR FH, LK, Fd 250000
*BAZAEH 48 B, E-mail : 1543674248@qq.com
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Meta 73041 , LA ARG — 4> A5 1R 19 2578 Jy i PR T
TRRHES H 0 H.

1 #REFE

1.1 A SHEERbRE

ARRUE : OWF T XS 5 0y B o0 S8 5 B TG
P Bl ] B BB F 5 s QB 58 i T TS 3R 4R
5 R iR B E U R A5 ) R OWF
SR AL T XS [t (hazard ratio, HR) F1 95% ] {5 [X.
[&] (confidence interval,, C1) ; @ £ # 7 T A | A& 4
Z ARG R IR T o HEBRBRAE : DA SR A
s IS s QLR A5 R TS B R S s S
TR S @I .
1.2 Kok

il W F I E AL AT 2w kR, A
2019.7.31 {ij % #AF pubmed 1M J5 7 5d 1% i A
KT PN o988 S8 25 0 OC JR I SCR, IR XA
R B S5 SCIRIEATY R 2, UIRAR #b 78 10 B
ko Kz Ty X R A A RS G T ocE
PR AR N - (BBUR ) and (5 5 TR 16480 5 9%
SCEUHE E K R 20N« (“glioma” or “glioblastoma” or
“oligodendroglioma” or “astrocytoma” or “brain tu-
mour”) and (“Prognostic nutritional index”or“PNI") .
1.3 B B ey

AIF 59 34 U 18 SCHR 2R A7 B840 1 B e, B2 ey 9

B B —EE (R (B HEA D PN
W B, 7K F- PNT LG, 88 R AR 08 43 A1, B 5T 97
R JRITF 2 HR, 95%CI, 45 Ry F b

il FH 41K i 7R - 18 KA f 3R (Newcastl-Ottawa
scale, NOS) #4781 5% i f PFA ) o & PFEAl (E
FEI A 0~0 43, #5353>5 43 M e U 9% o
1.4 Stk

fifi F Revman5.3 #1748 11534, S AE I
(overall survival, OS )% HR {H M 95% CI #4735 v
AT, A TOTE LR, WIARHE Kaplan-Meier A= 7
ARHUHOCEE . it Qe it Al P AE AT S
PERGIG 45 P<50%88 P=0.05 , 45 W52 [ [ 45 -,
SR FH [ 2 R AR A HE AT 53 BT 5 45 P>50% 58 P<0.05,
W9 [R]AE 7 S5 o 1, SR FH Rt ATL 280 1 455 78 4
2z il = F DS AN ABFSE ) e R A i A T o

2 HR

21 R REER WA

WA R IS 87 F AR STk, i i el 32 4 50
FHEZLHERR 15 FEgiid 3 R B S 62 f A EmF
I8 AN TR ™ A6 1 527 AR
2.2 WAWF P FEARHIE T SN

YA SCHR 6 e B SCCHk 1R TR SCSCRk ;6 5
KA E 1Rk E B ;BRI 45
JE9E 3 Fe o AN ABIRGE AR FRIE L3R 1,

R1 MNFRHERFE [0, (xs) ]

Table 1 The characteristics of the included studies [n, (x+s) ]

wame mE U wikn pesm e o B e NS
(Z;lg?f ] iﬁ% GBM 84 54(43~62) 444 167 FREUT 8
(I;Zf) T ?zrf ﬁigg 188 45.0(5~78)  52.55 58.5 T *iﬁ%ﬁg e 7
ég f ) Hh gﬁg% GBM 166 50.41+14.5 48 343 FAR+HBALT 8
]();ggl j S| i?ﬁ% GBM 300 49.9+14.02 44 11 FAR+STUPPIAIT 6
t;ﬁf i Jfgrf e ke 128 47.84%139 45 18.8 FARWHIT 7
A?;;i‘;% BERA EE% GBM 282 66.4(28~83) 459 - *iﬁgﬁﬁg . 6
(;oi) i i[ﬁ% ]HIQ%I;? 379 RiRiE 47.8 20.3 FARWT 6




SNTEWIERIT 2 20204E2 A $51248 4528 T Mol Diagn Ther, February 2020, Vol. 12 No. 2 - 205 -

2.3 TG B FRIR RO SR i TS 26 &

PN T R AR YA T PNI 5 B R
OS WK &, Hip 5 B X BR A 45 2 I 40 #1 XA
FEEA R 0T, 2 W o A S 2 5081, PNLIY
HWTEAE 44~52.55 2 [

X BRI AT R OS 25 R EAT meta 437, 45
RS W AEAE ST, F=64% , 181 FH BE L0 452
A, 4 JF HR, ik PNI & # 19 OS (HR=0.50, 95% CI
4 0.38~0.64, P<0.001) , 5 5 PNI & 3% 40 Lt , $2R
TiE 2 (E 1),

Bl PNIERREEELEFHOSHXER
(RREZHT)
Figure 1 Forest plot of the association between PNI and

overall survival of gliomas (Univariate analysis )

XF 2 R ZE A HT ) OS 25 - EAT meta 43 H7 , 45
R IE SRR, P=44% , S0 [ 2 R
B, 4 I HR, {I% PNI A 1) OS (HR=0.71,95%CI
4 0.56~0.90, P<0.01) , 5 = PNI S84 AH LG, 4R
FiJ5 45 22, I PNT 2 I oo A8 A B T ik S7
T T (E 2)

B2 PNISRFEBEELEFHOSHXRE
(BERESH)
Figure 2 Forest plot of the association between PNI and

overall survival of gliomas (Multivariate analysis )

2.4 KFRW¥E

EE X OS 5 R 2 43 B ik — &5 Ja 48 b 22 il U <)
P AT e 2 AR e I, L5 SR R < B DR R A3
oA AN B PR AR AR — R R AR 5 1
2 A2 43 A TP BBOS LR T =1 79 000 1 43 A AR X R
PR T i e Fe oy (&1 3~4) o
2.5 UMY

B T OS A R 7 A & JF 45 A 5 Bk, %
YA TR AT U T . R A 5B

0 SE(log[Hazard Ratid])
0.1
0.2
0.3

0.4

Hazard Rato
0.5

0.01 0.1 1 10 100
3 BREZRSHRES
Figure 3 Funnel plot of the Univariate analysis

o  SE(log[Hazard Ratid])

0.1
0.2
0.3

0.4

Hazard Rato

0'5()1)1 0.1 1 10 100
B4 SEEHHRLE

Figure 4 Funnel plot of the Multivariate analysis

PATHURIE 5 1 5 1k AT UM b, R B S PR Y
KR 42 BLJ& Andrea WY, K 3X B 55 S0 Bk P-4 T
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BRI AT, 5ot A B B 281k, 4l
FRAE—BF 58, X% HR B9 G IR 25 B A 52 ma , 3 B E
{UNAT EF S hred o | TR e o

3 it

PNI XM IS FEE I (/L) +5x A1 i ifi ik 12
A M SE (X10°7L) ™, T f Bt 8 5 1) S8 B AR
O, W R PPAL AR B R TS RO TR
DU DL B A S - A i, B0 L a FH 21) v gga 4k, ] 5
DA b g AR /N 4 B it e 45 s L S R A AR
PRI PR IS 0T, 5 3ok S g 8 2 1) S A AE BTN T
A A A S R DG o i TR AR 2R M
R, FARMELLE U6, W5 25, fe & WAl H
PNI DA 5 50908 K6 5 1 TS v A AE i, iOAR SOx
A VR AT LER T, B LA T Sk, ¥k
BT SE . Meta 20 BT 45 R 7R, 5 5 7KF- PNI
() H & AR EE , AR FTEG PN Y I 508 A8 3 A 17 3
HH I 47 L, PN K- 5 158 B8 A8 1) i R o5 ¥ 5
FHIE, I 2305 b 7 0 R & S PR R ok
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BE TS I ICH B AR S . RIME AL AT LS T
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FFRAUE X — 2538 . 1 plah SR 22 5 19 i 1A AT fig
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B S B B BAR ZE R R R E . BRI,
Meta 43 #7145 5 R |, 78 K 2 808 B0 28 3 IR
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i i 1 oG 2 v S A AL AN TLR3 L IRF-3 . IFN-y
mRNA F3% SeIiR iS

AR FE FE FR

(8 ZE] BHH BTtk b A A0 Toll B 3244 3 (TLR3) LA S T3 Z P8 45 13
(IRF-3) T B -yUFN-y) FE M & L. Fik  HEHL2016 4F 2 J] 2 2019 4F 7 3477 i PR i 2 v g
108 1] (W€ 2H ), Hovh 8 b R o J3E ) 30301 30 9] .42 9 11 36 31 TR R4 66 1], AN K 42 491 5 [ i 32
I fet B R S A 80 B4R At RA L, SR FH 2 908 6 5 it PCR A I B0 A0 TLR3 \IRF-3 . IFN-y mRNA
ik, R WEHU TLR3 . IRF-3 Fl IFN-y mRNA FHXF 35 & 4 o4 (7.211£2.121) | (5.801+1.821)
(6.270£1.533) , BH I 15 T % BRZH (P<0.05) 5 T & 8 35 I A S8R B . TLR3  IRF-3 Fl IFN-y mRNA % # 35
A TR R AR R (P<0.05) ; UG A B A E I EESEAR B TLR3 \IRF-3 Fl IFN-y mRNA %} # 3k
B T UG B (P<0.05) s WAL VAT J TLR3 \IRF-3 Fl IFN-y mRNA H XT38 535 5 B0G Y7 R B
I (P<0.05) ; TLR3 mRNA ik 5 IRF-3 mRNA . [FN-y mRNA . NIHSS ¥ 43 1 5 A5 FE 4 B2 522 1F A 56 (=
0.561.,0.508.0.400 F1 0.311, P<0.05) ; IRF-3 mRNA 5 IFN-y mRNA 5 1F 41 2¢ (r=0.302, P<0.05) . %51t
AP A 2 R 3 TLR3 (IRF-3 F1 IFN-y mRNA 3k W 5 7 5, Horp TLR3 mRNA 5 8 349 1 A2 1 I i
FEARFARM BG4 —E KR

[X8iE] Toll FEZ 1k 3; THEMWHT-3; THEER-y; B tEmGA

Expression of TLR3, IRF-3, IFN-y mRNA in mononuclear cells of patients

with ischemic cerebral stroke and its clinical significance
LI Banglin*, JIA Hanwei, LI Jing, LI Gang
(Department of Neurology , Huishan People’s Hospital, Wuxi, Jiangsu, China, 214187)

[ABSTRACT] Objective  To investigate the expression and significance ofmononuclear cell Toll
like receptor 3 (TLR3) , interferon regulatory factor-3 (IRF-3), interferon y (IFN-y) in patients with cerebral
ischemic stroke. Methods A total of 108 patients with ischemic stroke (observation group) treated from Feb-
ruary 2016 to July 2019 were selected, of which 30, 42 and 36 patients were mild, moderate and severe condi-
tion. 66 Patients had good prognosis, and 42 poor. 80 healthy volunteers were selected as the control group,
and the expression mRNA of 7LR3, IRF-3, IFN-y mRNA in mononuclear cells was detected by real-time fluo-
rescent quantitative PCR. Results  The levels of TLR3, IRF-3 and IFN-y mRNA in observation group were
(7.211+2.121), (5.801+1.821) and (6.270+1.533) , which were significantly higher than the control group
(P<0.05). The cerebral infarction volume, TLR3, IRF-3 and IFN-y mRNA levels in severe patients were high-
er than that in mild and moderate patients (P<0.05) , those in patients with the poor prognosis were significant-
ly higher than that in patients with the good prognosis patients (P<0.05). The levels of TLR3, IRF-3 and IFN-y
mRNA in the observation group after treatment were lower than those before treatment (P<0.05). The level of

TLR3 mRNA was positively related with IRF-3 mRNA, IFN-y mRNA, NIHSS score and cerebral infarction
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volume (7=0.561, 0.508, 0.400 and 0.311, P<0.05). The IRF-3 mRNA level was positively correlated with
the IFN-y mRNA level (r=0.302, P<0.05). Conclusion The levels of TLR3, IRF-3 and IFN-y mRNA in ce-

rebral ischemic stroke patients increased significantly. The 7LR3 mRNA level is related to the patient’s condi-

tion, the volume of cerebral infarction and the prognosis.

[KEY WORDS] Toll like receptor 3; interferon regulatory factor-3; interferon y; cerebral ischemic

stroke
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A1 JE LB R AR, i A RN AidsoPlus 22 )5 , Jo )
INAGE AT S RTS8 75 % 11 BRI B 0
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tH 20.713 23.055 25.982
P1E <0.05 <0.05 <0.05

2.2 WERH N [R IE B # TLR3 \IRF-3 Fl IFN-y
mRNA 54845 L3

W 2% 2 O [H] 95 17 BB & TLR3 \IRF-3  IFN-y
mRNA 5 b5 P 1 LR 25 5 - > ST, I
%3,

K3 WMBBAREFREEE TLR3IRF-3 F1 IFN-y mRNA Z35RELE [(n, (R+s) ]
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Table 4 Comparisons of TLR3, IRF-3 and IFN-y mRNA in different prognosis patients in observation group [n, (Z+s) |
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Br, & BLIM % hs-CRP ., TGF-B 1 TLR4 7K - /& & L2 i s 9 R 2 . ROC {26 4341 & B iML 7 hs-CRP .,
TGF-B X JL3E 2 A0 PRI R B — 2 A2 Wit 8, L b 3 R g ARt & K00 1 AUC 28 0.832, R B
78.3% , TR L 86.2% AR AL RE W3 T8 bR A (P<0.05) . Z5i8  hs-CRP . TGF-B fil TLR4 7K
AT R TPl JLEE S A0 P i 28 A 1 ™ B R AR T 2R A 26 R LI RIB YT B TRUE 1A .
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Clinical diagnostic value of serum hs-CRP, TGF-3 and TLR4 levels in children

with acute bacterial pneumonia

YANG Debin, FENG Risheng, WANG Lingling, GUO Yanjun*

(General Internal Medicine Section 2, Affiliated Children > s Hospital of Zhengzhou University/Henan
Children’s Hospital/Zhengzhou Children’s Hospital , Zhengzhou, Henan, China, 450053 )

[ABSTRACT] Objective To investigate the changes of serum hs-CRP, TGF-B and TLR4 levels in
children with acute bacterial pneumonia and assess the clinical diagnostic value. Methods 113 children with
acute bacterial pneumonia treated in our hospital from August 2017 to September 2018 were selected as
observation group. While 100 healthy children were selected as the control group, and the basic clinical data of
the two groups were recorded. Serum hs-CRP, TGF-3 and TLR4 levels were detected by ELISA. Multivariate
Logistic regression analysis was used to study the prognostic factors of children with acute bacterial
pneumonia. The receiver operating characteristic ( ROC ) curve was used to analyze the clinical value of
hs-CRP and TGF-B in the diagnosis of acute bacterial pneumonia in children. Results The levels of platelet,
IL-6 and WBC in the observation group were higher than those in the control group (P<0.05). Before
treatment, the serum hs-CRP, TGF-Band TLR4 levels in children with acute bacterial pneumonia were 12.6+

3.4 mg/L, 7.8+1.6 ng/LL and 3.8+0.2 mg/L respectively, which were significantly higher than those in the
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control group (P<0.05). After treatment, serum hs-CRP, TGF-B and TLR4 were 5.1x1.2 mg/L, 6.3+1.7 ng/L
and 2.3+0.1 mg/L, which were significantly lower than those before treatment (P<0.05). Multivariate logistic
regression analysis showed that serum hs-CRP, TGF-[3 and TLR4 levels were the prognostic factors. ROC
curve analysis showed that serum hs-CRP and TGF- 3 had certain diagnostic value in children with acute
bacterial pneumonia. The AUC, the sensitivity and the specificity of joint detection of three indicators was
0.832, 78.3% and 86.2% , respectively. The combined detection efficiency was significantly higher than those
of single index detection (P<0.05). Conclusion The levels of hs-CRP ., TGF-Band TLR4 can be used to
evaluate the severity of acute bacterial pneumonia in children, which is beneficial to the clinical treatment and

prognosis evaluation of children with acute bacterial pneumonia.

[KEY WORDS] Acute bacterial pneumonia; Hypersensitive C-reactive protein; Transforming growth

factor-3; Toll-like receptor 4

LVELH B PENT AR AR LBHE UL I 3 Gy
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nin, PCT) Z- 45 b5 AT S WA N ) S M S b R S L (HL)
ZBF AR IR IR, S B8ORS T
IL-6 . PCT /KPR AR B, AT A2 ol o P 2 T P il
RIS HE ", #HC RV 1 (hypersensitive
C-reactive protein, Hs-CRP) j&— 7 3= 22 iy JIFHIEA %
M2 PEBI A ) PED LA 200 TR 5 PR B
AU S WAL R AR DL o AT RIS & IR S k2
T PRIl R FR B Y LTS hs-CRP /K- 7] 78 58 1 N 1A 3
WA, 4 A8 B i L DBl 2 I ALY hs-CRP KSR
e, Ak A K K- B (transforming growth factor-
B, TGF-B) s — 2 I 15 4 i A= 1< A0 oAk i 2 1 T
PRI, AT 303 e 93 4 53 W TFN -y )2 TNF-a S84 48
PRI, DT BRI LA () 4 1 s 2™ o Toll #3714 4
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W AR AR RE2Z R RS EE L
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PR\ ] ; TGF-B B 106 f 28 50 4 ) b Vg e A=
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K, ITASPATIRST Im R A2, TRl L8 IR xR
JLIR I PRAEAR
1.4 K75k

WFFERT R IIAEIRTT R 5 25 WE KU 6 mL,
AT ZHLEE)S LL 1500 rmp 250> 10 min, W 4E 1fi
KItgi's , BT —80CIRAF . ik BHK ey W it
% (enzyme-linked immuno sorbent assay , ELISA ) 5
Y6 K A A 1ML 7 IL-6 . hs-CRP . TGF-B 2 TLR4 /K
-, 42 B8 ELIS A 30501 &5 0 W b FH T M4 42 s vk ek 2
96 fLAEGFRAR , BB A5 AL FRAE S FLAAEAASL W
T i SO AR G BE VR BE R R S AL I 15
min f5 5 EVF, BALIA 35 pL AR GRS T
37CHER 25 min, BALINA 20 pL YRR, 5% 20 s
JG 3 BV, FEFLINA 30 uL a5 BB 15
min J& , BALIA 10 pL 28 1R, 76 450 nm AL T
PSR I £%-£L ' %5 ¥ (optical delnsity, OD){H . [A]
e 3k 4 [ Bl AR A o A AR A A v i/ VR | 4
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1.5 Git#ortr

K SPSS 19.0 H A 43 Hr Kt , 1148 %2R L
(x+5)FRon , PHAH LR ] e K36, 2 240 S8 R
I F o3 #r RS RER A k5, 2230 TARRRAE
(receiver operating characteristic ,ROC) i £ ¥4 hs-
CRP 1 TGF-B 2 Wit fH . P<0.05 #7254 e it
RS

2 HR
2.1 241U MR AL RE AR HE A

852 2 11375 1L/ MR IL-6 . WBC 7K 55 T %) e 20
(P<0.05), WF1,

F1 2JMEEAEEMRILEMRENERLER (x25)
Table 1 Comparison of blood biochemical indicators of

children with acute bacterial pneumonia (x + s)

TGF-B .TLR4 5 X} FEZHAH L B 3% B TF, 2 A 4eit
2 L(P<0.05) o RYT G 20040 T PR i 48 L 22 i
7# hs-CRP . TGF-B, TLR4 54 Y7 i AH LB i T F%,
ERAGIFE L (P<0.05), L#E2,

Fx2 BMEEE MK JLEITE hs-CRP.TGF-B 0
TLR4 7K FELEE (x £5)
Table 2 Comparison of serum hs-CRP, TGF-3 and

TLR4 levels in children with acute bacterial pneumonia (¥ +s)

$44%  hs-CRP (mg/L) TGE-B (ng/L) TLR4 (mg/L)

Xf B 2H 4.2+0.3 3.9+0.2 1.3+0.2
BILIAITHT 12.623.47 7.8+1.6 3.8+0.2°
BILBITE 5.1x1.2" 6.3x1.7" 2.340.1*

F1i4 12.357 14.627 9.273
PAH 0.024 0.015 0.027

EXTRBAH L, "P<0.05; SIRIFHIAHLG, P<0.05,

2.3 JLEE SOME A B il AR TS N B fE B R 3R
Gl

DAL ZE S 200 B e il 9 300 ok TR A o DL
P 200 TR PR R L EE I ) L AR S MR Ll /N
WBC .IL-6 .hs-CRP .\ TGF-B . TLR4 & [ A8 , il i
Logistic 71443 #7 % ¥ hs-CRP . TGF-B . TLR4 ¥4 J&
SUPE A TR M R B LTRE N R fE B R &R (<
0.05), W33,

%3 Logistic B3 MTIILES AR MM ERRK
ES
Table 3  Logistic regression analysis of prognostic risk

factors for children with acute bacterial pneumonia

&by pIE SE{H Wald{§ P8 ORfH  95%CI

hs-CRP 1.251 0.132 7.259 0.031 4.627 2.316-9.269
TGF-f 1.328 0.204 6.628 0.027 5.137 3.126-7.692
TLR4 1468 0.134 5.694 0.036 4.936 3.416-8.263

bR MR (X107 L) IL-6(ng/L) WBC(X10’/L)

XTREZL  216.67£37.43 11.7+0.1 9.3+1.8
MELH 362.47+43.71 23.2+0.2 14.8+2.1
4 5.234 14.8+2.1 5.347
PAH 0.032 6.268 0.021

2.2 JRYFHTE 2 gn Bl 22 L IMLYE hs-CRP
TGF-B il TLR4 7K F- 4%
IR 9T BT 20 0 T T il 28 BB LI T hs-CRP,

2.4 hs-CRP.TGE-B il TLR4 ] T2 bt 2 Ve 40
Pl % 1) ROC 437

ROC £k 43 M1 & BL 1ML ¥ hs-CRP, TGF-,
TLRA XF JLEE 2P 20 B 1 il 98 2498 — %2 12 Wi i
(B, HL A A Rz 79 th 26 T 1A FH (area under curve,
AUC) N 0.832, R ¥ 78.3% , 45 5+ )& 86.2% , K51l
AhE W EE T E R s AR kIl (P<0.05) . UL
4,
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R4 ROC B ZiE{E hs-CRP, TGF-B # TLR4 #& i) & 1428
B A 2 B 3
Table 4 ROC curve to evaluate the efficacy of hs-CRP .
TGF-f and TLR4 in detecting acute bacterial pneumonia

AT
Jet:  AUC  95%CI RUE FeRE Pl
(%) (%)

hs-CRP  0.724 0.493~0.816 758  81.7 0.024
TGF-B 0767 0.561~0.826 739 832 0.016
TLR4 0703 0.595~0912 726 794  0.024
BRARI 0832 0613~0937 783 862 0.021
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W, Ak PAARBRIIA A 300 6 H ] HCC (A, AR REALIG PR [7) 30 % R 5 K o 1 T I 43y Xof B 4
(TACE 897 ,n=150) . 523 41 (TACE B¢ & RFA, n=150) , PFAl 99 4135 197 30, WA YT 1T Y7 5 IV
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G T Xt B2 (P<0.05) , TR AN KR B & /E R A 22 FE BT 8 L (P>0.05) . #5185 ¥— TACE
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[X8EiR] P AFaikibyr i 28R JHMRTNRAL; GP73; AFP; AFP-L3

Effect of TACE combined with radiofrequency ablation on serum GP73, AFP

and AFP-L3 in intermediate-stage hepatic carcinoma

MENG Lingwu'*, LI Yueyuan®, LI Zhibin’, LI Mingyu®

(1. Department of Intervention , Shangqiu First People’s Hospital , Shangqiu, Henan, China, 476100 ;
2. Emergency Department, Shangqiu Hospital of Traditional Chinese Medicine, Shangqgiu, Henan, China,
476000; 3. Department of Gastrointestinal Hepatobiliary Surgery, Shangqgiu First People * s Hospital,
Shangqiu, Henan, China, 476100; 4. Department of Intervention, Shangqiu First People * s Hospital,
Shangqiu, Henan, China, 476100)

[ABSTRACT] Objective To observe the short - term curative effect of transcatheter arterial
chemoembolization (TACE) combined with radiofrequency ablation (RFA) on intermediate - stage hepatic
carcinoma (HCC) and the effects on serum Golgi glycoprotein-73 (GP73), alpha fetoprotein (AFP) and alpha
-fetoprotein heteroplasmon-3 (AFP-L3) levels. Methods 300 HCC patients at intermediate - stage were
admitted to the hospital. According to non-randomized clinical homochronous controlled study and voluntary
principle, patients were divided into control group (TACE, n=150) and experimental group (TACE combined
with RFA, n=150). The short-term curative effect of both groups was evaluated. Serum GP73, AFP and AFP-
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L3, superoxide dismutase (SOD) , and malondialdehyde (MDA) levels were observed before and after the
treatment. After 1 year and 2 years of treatment, the recurrence rates and overall survival rates in both groups
were followed up. The safety was compared between the two groups. Results The short-term response rate
of experimental group was significantly higher than that of control group (P<0.05). After treatment, levels of
GP73, AFP and AFP-L3 in both groups were significantly decreased. And the above indexes in experimental
group were significantly lower than those in control group (P<0.05). SOD and MDA in both groups increased
(P<0.05). After 2 year treatment, the recurrence rate in experimental group was significantly lower than that
in control group (P<0.05). The total incidence rates of adverse reactions in the two groups were no significant
difference (P>0.05). Conclusion Compared with TACE treatment, TACE combined with RFA can
significantly improve the short-term curative effect and reduce the recurrence rate of patients with intermediate-

stage HCC. It can effectively kill tumor cells and reduce the serum levels of AFP, AFP-L3 and GP73. In

addition, combined treatment will not increase the body s oxidative stress response, and has a good safety

[KEY WORDS] Hepatic carcinoma; Transcatheter arterial chemoembolization; Radiofrequency

ablation; GP73; AFP; AFP-L3

2 11T 3 Bk 1k 97 4 € R (transcatheter arterial
chemoembolization, TACE ) >4 H W H Ji & P 19
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TACE Ji 52 8 A A8 7 A LA B S A0 B4 4 57 45
R IYRZI , BLall TACE #OXfE Ik 2 AR IT B0 |, 245
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SCIETFIG R ATHE AR5, B 7 HCC B 7
WizinRt=%,

1 RS

1.1 IR BR

PEHL 2015 4 1 H % 2017 4F 10 A A B dig 1Y
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HCC 2 Wibr i, AR5 238 50 i i B ALK 2 3

f#i (computed Tomography , CT) m%, I 355 #8 75 6 2% #ff
1220 HCC; A BN I A =L 8N #% 5 B IR
Z5ARMSE, &% T AE R RiEZ 2 5T
I7 o HEBRBRAE ™ H S DO REAS 4 5 A7 AR H R
85 1) 5 7™ L g 00 5 5 IO MR SR DR e 5 ™ o
JE A B K 30 kR 5 W I BRI AR . A
A 300 i HCC #8225, AR 5 AR BE AL I IR [W] 39 %F
WA S B A BRI, 2 Dkt BRZH (n=150) J2 52
B2 (n=150) , PI2H — M 5 BH A 22 R R ge i i
SL(P>0.05) , A AT HPE, Wk 1, A AEAS A B
B AP AR B2 5L s b UE R

F1 WAHBERILR [(n=150, (x£5) ]
Table 1  General data of the 2 groups [ (n=150, (¥ +s) ]

s Sl XPRYL (i PIH
P (B 1) 86/64 88/62 0.055 0.815
AR (%) 57.24+5.01 58.03+5.10 1.353 0.177
JF 3 EE Child-Pugh
92/58 90/60 0.056 0.813

Y (AB )
9 ke 80 (PR g

. 107/43 109/41  0.367 0.544
ZRikk)
Mg H A% (em) 4.21£0.65 4.3020.68 0.605 0.547

1.2 FIALER

FEZAF  5-FURWEIE (LR R A
BN HD) BV A AR CRRODIE IS Bs 251k T A BR 2
")) .GP73 . AFP AFP-L3 ik #l & ¥y b ¥ 56 % F
PR A B2 R, B A A B A (SOD) (T
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1.4 JPROTAG
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Table 2 Short-term curative effect in the two groups [(n(%) ]

20 5] n CR fH PR K SD {f PD {H CR+PR
SEHEH 150 55(36.67) 66(44.00) 16(10.67) 13(8.67) 121(80.67)
popiGEEl 150 46(30.67) 59(39.33) 26(17.33) 19(12.67) 105(70.00)

2 1H 4.592

P 0.032

2.2 [l GP73 .AFP AFP-L3 /K- L4

5 RIAIRY7 T L3, 1R YT )5 P41 GP73 L AFP
AFP-L3 7K - B & B A%, L 52 56 41 B AR F %) R
H, =% A% E L (P<0.05), L% 3,
2.3 AN AR bR A

HFRAAITRT R 1GY7 JE P4 SOD MDA 7K
S TR R, 225 B A SRR L(P<0.05) IR YT

JEMA L ZE R T G E L, (P>0.05), L3 4,
2.4 WEkET

BITIE VAEE RR JRIT)E 1 2 S AE AR
BIEERIGIT 2 L(P>0.05), WK 5,
2.5 A RN ARAE G

WA BB R AR I 2 T RS 22
X(P>0.05), %6,



- 220 - NTEWEIRIF 2 20204E2 A %5124 4528 T Mol Diagn Ther, February 2020, Vol. 12 No. 2

£3 EFFRIEWAMNE GP73.AFP AFP-L3 )KL [n, (R+s) ]
Table 3 Serum GP73, AFP and AFP-L3 levels in the 2 groups before and after treatment [n, (x+s) |

2 51 n iy Sy POpiEE| t{H Pia
ET R 246.18+12.89 245.96+12.95 0.134 0.893
GP73(ng/mL) 150 {Zﬁm , ,
TG 107.2628.91° 162.57%9.96" 50.690 <0.001
VA R 380.1339.76 379.98+40.40 0.032 0.974
AFP(ng/mL) 150 T !
TR 121.5611.96° 215.60+1647" 56.639 <0.001
TR 19.62+4.19 50.0744.24 0.925 0.356
AFP-L3(%) 150 {zﬁ“m A
BT 17.28+1.63° 23.65+2.43° 26.663 <0.001

Y« 15 R T L4, 2 °P<0.05.

F4 BFTAIEMASUMHIEIRIEER (=150, (x£5) |
Table 4 Oxidative stress indexes in the 2 groups before and

after treatment [ n=150, (x+s) |

Zibll fE] SCEde XTREH  fH PIH

SOD(U/mL) JRI7HI 22.43+2.34 21.92+2.29 1.908 0.057
ITIE 42.25+4.31° 41.98+4.28" 0.544 0.587
MDA (pg/L) JGJ7HI 10.371.04 10.29%1.06 0.660 0.510
VRIS 17.35+1.65° 17.16+1.73° 0.973 0.331

0 5 AR R, 3 °P<0.05,

x5 WMAMBEHIFERER n(%)]
Table 5 Prognosis of the 2 groups [1(%) ]

SR X HR 4 ,
4l (n=150) (n=150) ri Pl
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BITE AR 8(5.33) 9(6.00)
RITIE 2 4% 12(8.00)  24(16.00)
M 4.546 0.033

VAITJE 14 140(93.33)  138(92.00) 0.196 0.659
WITIG 24 134(89.33)  122(81.33) 3.835 0.050

Fo MAFRRERMREBRILE [n(%) ]

Table 6 Adverse reactions in the two groups [n(%) ]
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FEOE T TSR AL, LA A 3 SR B T A, HOWEE A B B AR R AR R T R, 2 5
ARG L (P<0.05) ; £ Pearson FZ&AHICNE 1115 : ADP 5 IoB 25 8 502 UM 3¢, 1iij PAL-1 . TNF-a
IL-6 % hs-CRP ¥ 5B IEMI G (P<0.05), 4518 A IFCIRLE AR .00 & ADP 251K, 107 PAL-1 1
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Cytokine expression in patients with coronary heart disease and metabolic

syndrome and its clinical significance

XIE Jin'*, LI Hong®, LUO Hao®

(1. Department of Cardiology, West China Hospital, Sichuan University, Chengdu, Sichuan, China,
610000; 2. Department of Cardiology, the First Affiliated Hospital of Chongqging Medical University,
Chongging, China, 400016 )

[ABSTRACT] Objective To investigate the expression of Adiponectin (ADP) , Plasminogen
activator inhibitor-1 (PAI-1) and inflammatory factors in patients with metabolic syndrome and coronary heart
disease and their correlation with the severity of coronary artery disease. Methods A total of 80 patients with
coronary heart disease treated in our hospital from December 2016 to December 2018 were selected as the
research subjects. They were divided into the control group and the observation group of 40 people according to
whether they had metabolic syndrome. The enzyme-linked immunosorbent sandwich assay (ELISA) was used
to detect the serum levels of ADP, PAI-1, TNF-a, and IL-6 in the two groups. The biochemical analyzer was
used to detect the levels of hs-CRP in the two groups. The results were analyzed. Results The blood glucose
and blood pressure of the observation group were significantly higher than those of the control group. The ADP

level of the observation group was (4.79 + 1.38) , which was significantly lower than that of the control group
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(6.60+1.57). The PAI-1 level was (72.36 + 13.78), which was significantly higher than that in the control group
(57.48+10.35, P<0.05). The levels of inflammatory factors TNF-a, IL-6, hs-CRP in the observation group
were significantly higher than those in the control group (P<0.05). The differences in the number of the left
main coronary artery, double branch lesions and in vascular stenosis index between the two groups was not
statistically significant (P>0.05), but the number of patients with single coronary artery lesions in the control
group was significantly higher than that in the observation group. The number of patients with three coronary
artery lesions in the observation group was significantly higher than that in the control group (P<0.05), and the
total stenosis index of the observation group was higher than that of the control group (P<0.05). According to
Pearson linear correlation analysis, ADP was negatively correlated with arterial stenosis index, PAI-1, TNF-a,
IL-6 and hs-CRP were positively correlated with arterial stenosis index (P<0.05). Conclusion In patients
with coronary heart disease and MS, ADP level is low, and the levels of PAI-1 and TNF-a, IL-6 and hs-CRP
are significantly increased. ADP is negatively correlated with the degree of coronary artery disease, while PAI-1
and TNF-a, IL-6 and hs-CRP are positively correlated. Therefore, the combined detection of these indicators
has certain evaluation value for the degree of coronary artery disease in patients with coronary heart disease and
metabolic syndrome.

[KEY WORDS] Metabolic syndrome; Coronary heart disease; Adiponectin; Plasminogen activator

inhibitor-1; Inflammatory factor; Severity of coronary artery disease
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Table 2 Comparison on levels of ADP ,API-1 and inflammatory factors of patients in 2 groups [n, (x+s) ]

2050 n ADP(mg/L) PAI-1(pg/L) TNF-a(pg/mL) IL-6(pg/mL) hs-CRP(ng/L)
XJ HRZH 40 6.60£1.57 57.48+10.35 15.54+5.03 102.92+8.48 1.24+0.25
WL 40 4.79+1.38 72.36+13.78 25.25+6.29 132.33+9.25 6.240.30

tH - 5.477 5.461 7.625 14.823 80.978

P - <0.001 <0.001 <0.001 <0.001 <0.001
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P R e S5 RSO A B B AN TR L
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Table 3 Comparison on the number of coronary lesions and stenosis index in patients with coronary heart disease [, (x+s) ]

et §E|

T A PR AR AR R

H AR AS e
A ST mr ko ek .
XHHRZH 40 6 12 10 12 2.36%4..30 3.02+4.36 1.59+1.20 2.48+1.26 7.16%£1.50
WEL 40 7 2 8 23 2.52+4..34 3.34+1.58 1.65+1.26 2.76+1.30 9.36+1.98
f/t = - 0.092 8.658 0.287 6.146 0.166 0.440 0.218 0.978 5.601
P{H - 0.762 0.003 0.592 0.013 0.869 0.661 0.828 0.331 <0.001
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2.3 WLELH H ¥ ADP PAI-1,TNF-« IL-6 & hs-
CRP 5 e KB 7= 5 EOH v o3 B

2t Pearson HLZRHMFNEMHT1S : ADP(r=—4.364)
SIS 85O AR, 1 PAT-1(=4.308) . TNF-«
(r=3.210) ,IL-6(r=3.240) } hs-CRP (r=3.504) ¥] 5
HOIEADG, 2R BEA Gt L(P<0.05)

3 it

geb O R B LR AR 2R AR S5 B o R L, Ferh
ADP R h B A EEAER " . ADP Zik
SRR A B A BN — Tl e B D L2530 7 A 1 i T
+ P FHHIE S B P BESS AR A RCR | R
A —E WP sh bR AL PR VERT . B2
H R ACHLE S IR F RN ADP KE S IER A
A AR KEIR S, PAL-1 & —Fh H A A AL
LV T DTG 1 %) ST A B D AR R, R T
L LU LTV T R TG 0, LS T P 5 55 XA £ 37
(AR T e A LA L T A A S SR IR S
PAT-1 k38 I s 38 ik il A, BAPR TV 16 47k
T (AR BT R s AR AL SE Hr T B A 5
FRIHER G e 0o B E K ADP 5 PAT-1 /K-8
b, ABRE—2E AR T LT, U A IR A
SO R IR AR B B 45 F B Al el O R, L
PREFFSTE AR, AT B R

A PR T TL-6 2 — Fh T8I0 50 9 7™ o 2 1Y)
HEH T, SRRk 0 KBS % A R 18 Pk R
S TAFH %) 0 45 HAT A G . hs-CRPIL-6 . TNF-«
S H N D AL 2053 Wb = AR 1 O R AR R R 1Y
116 PR, ] s 0 2 e o i 2 14 8 1 PR, >4 e ik
J5 72 Kb T AE X T Y A, hs-CRP L IL-6 , TNF-a 1Y
FEEA AR E o AR 2 H TR AR 4L
AN 23 0 6L U R ) 0, 18 4 T R A e
ok A8 i 7 S AR, B IR A AR 2R G AR a0
g R FL AR PR B T

AR GE I 18 B G AR 25 A AF S0 AR 1Y
BUIARATE AR A 18 0 98 % B 7 380G 2838 1 RAPE R 7,
Xof 2 Jik ok R R Ak B B A AR R B T AR UEFE T . X
BH Y ADP \PAIL-1 S R PR 7oK V5 5l ks 2 45
BOH VAT 4381 &% B, PAT-1 \ TNF-o \IL-6 /% hs-
CRP 5 ke 7 #8580 2 IEAH 2%, I ADP 5 Hoh
K, X HE Y INVERE AR AR —E

ZE Lk, A IR R 28 A TR e O R Y
Sk AR T LR L 5 ADP  PAL-1 K A PR T 5

B A AR S, AT HR B H A 30 S8 3 ek ik 17 D 2k
FIPPAG, AR e PRI W7 5 367 3 SR

SE
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PCOS % GDF-9 . BMP-15.BAX &3k i Je H 55
BT OhREI IS M:

fegr FEME ETF KB

(# ZE] HH WEZRIVEZLIE(PCOS) BF A K3 LE F-9(GDF-9) BIEE L AEEM 15
(BMP-15) \BAX ik /K- FI B0 S 6% 4 DI RE , 77734 PCOS &3 GDF-9 . BMP-15 . BAX A /K- 15 B £ %
RIREMIAEIEM: . Ak PRI 2017 4F 2 H F 2018 4F 3 A6 AN B 552 98 7 1 PCOS i # W IF5E W 42,
[F] B 35 LR AR B 322 32 90 97 1Y) B9 L 48 i FB 3 S L LS 2 L AF 5T X 4 GDF-9 . BMP-15 . BAX ik
IR R R S D E 1 2% 5, 437 PCOS Hi#% GDF-9 . BMP-15 . BAX 35 1k /K - 15 B 45 1% 45 D il 1 4H 6 e
LR PCOS 40 H ¥ 1Y GDF-9 . BMP-15 Fll BAX % 35 7K F 2 & T 09 81 9% I 2 (1=—30.567 . —19.349 |
-11.412, P<0.001) ; PCOS 21 & # 1) AMH 7K 55 F 09 S 4 I 41 (/=-9.242, P<0.001 ) , AFC 7K F-fIK T B i
P 41 (1=15.890 , P<0.001 ) ; PCOS #H & # % FSH . LH . E2 #l T /K - &5 T 0N 55 48 Jih 20 ( r=—-8.251 .
-18.138 ,-17.925,-12.761, P<0.001 ) ; PCOS ¥ GDF-9 ,BMP-15 ,BAX #ik/K*¥ 5 AMH . FSH.LH ,E2
AT AKFIEA S, 5 AFC K FEFA I (P<0.05) . i L #INH LA IE R E K GDF-9 . BMP-15 ,BAX
FIRKF e, H 5 AMH  AFC \FSH \LH . E2 F1 T 45 By S £ DI REFE bn K T- 35 VI AH G

[X$EiIR] ZRIHELEEIE; IHEIIAE; A RKAEET-9; IS EAEEA 15

Effect of GDF -9, BMP - 15 and BAX expression levels on ovarian reserve

function in patients with polycystic ovary syndrome

CHENG Yaoyao*, LI Jianhui, WANG Chun, CHEN Juan

(Department of Obstetrics and Gynecology , Panzhihua Hospital of Integrated Traditional Chinese and Western
Medicine, Panzhihua, Sichuan, China, 617000)

[ABSTRACT] Objective To observe the expression of GDF-9, BMP-15, BAX and ovarian reserve
in patients with polycystic ovary syndrome (PCOS), and to analyze the correlation between the expression lev-
el of GDF-9, BMP-15, BAX and ovarian reserve in PCOS patients. Methods  Patients with PCOS who
were treated in our hospital from February 2017 to March 2018 were selected as the research subjects, and pa-
tients with ovarian cysts who were treated in our hospital were selected as controls. The differences in the ex-
pression levels of GDF-9, BMP-15, BAX and ovarian function in the two groups of subjects were observed,
and the correlation between two groups was also analyzed. Results The levels of GDF-9, BMP-15 and BAX
in the PCOS group were higher than those in the ovarian cyst group (r=—30.567, —19.349, —11.412, P<
0.001). The level of AMH in group PCOS was higher than that in ovarian cyst group (t=—9.242, P<0.001) ,
and AFC level was lower than that in ovarian cyst group (7=15.890, P<0.001). The levels of FSH, LH, E2
and T in group PCOS were higher than those in ovarian cyst group (r=-8.251, —18.138, —17.925, —12.761,
P<0.001). GDF-9, BMP-15 and BAX levels in PCOS patients were positively correlated with AMH, FSH,
LH, E2 and T levels, and negatively correlated with AFC level (P<0.05). Conclusion The levels of GDF-9,

AR A v A RFF LR B (2016098233)
Ve 4s R AT F G E LS E R A, wl, BH 3 617000
*BAZAEH AR B I E-mail : 657034347@qq.com
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BMP-15 and BAX in patients with PCOS is high, and closely related to the ovarian reserve function, such as

the levelovs of AMH, AFC, FSH, LH, E2 and T.

[KEY WORDS] Polycystic ovary syndrome; Ovarian function; Growth differentiation factor-9; Hu-

man bone morphogenetic protein 15

Z B¢ P 5 25 5 1E (polycystic ovary syndrome,
PCOS) # 1A 0 ML 2R GU 90 A DR B 2 B A
G RERERY , IR 2 R BOF IR W0 20 N o SR K
THERPEAR 22 ) F R R Z —" (HH AT
PCOS 1Y Ko Ll FLEAASG TS AEAE 7 5, FFAT AT
L PR IR VA B SR A A D BE X IE B2 W A
ST LV IR N 43 WA FAN 2 B B2

HRK MBI T-9(Growth differentiation factor-9,
GDF-9) . BB &4 & 1 15 (human bone morpho-
genetic protein 15, BMP-15) \BAX & 1 1] 2 5 i kr
201 J 00 O3 200 L ) AR O e R T 4 B R 4
LR S BRI R T BIFE IR S 2 B I 4 A4
iR SRR E A TR T 2R EE)T
o BT, ABETEIRAMLEE T PCOS 44 GDF-9,
BMP-15 . BAX # ik /K- K H A5 B 526k 4 D fiE 19 1
Ktk , BTE N PCOS B8 W IRF AN I A F 42
HEHE SR BT

1 W&E5FH*

1.1 BN %

BEHL 2017 4F 2 H & 2018 4F 3 H A Y7 HY PCOS
BE RS S . AASRE : OAE Lt Q%
R A 1S o 2 BN B A AE ; B JC)™ i AL
YW o HEBRARUE : DG IF HoA 2 5 R 4895800
QOANES S5ARIMFH . AR AHEGR bR L4
A BIEL 80 ], AF i 28~47 %, -1 (36.15+2.38)
4 5 OISR I 2 g N\ HEBRARME  AE 2o, 2 M S
FLWER AT NINEEN L, TN WRR
Pgi H, AR i N A HEBRBRE A 80 i, A% 27~
48 %, F-3(36.19+3.12) & o PHLL ) — M GERE L AL
To2E0 o AR LB BEfe B2 B PP
i B R E e A AN R E .

1.2 ik

2HBHE T H &S 3d Beas 18 ki,
[F) 57 = 3 A 2 s 1 A Y8 A D G ) 66 At 1 P 3
B 76313 2 (Follicle-stimulating hormone , FSH) | %1
A& A= B, Z& (Luteinizing hormone , LH) | #ff — [i% (Es-
tradiol , E2 ) 1 52 ifi] ( testosterone , T ) 7K *F ; i Bk £ )%

% (ELISA) £l 2 41 i # $it 2 #) 48 % K (anti-
Miillerian hormone , AMH) F1 5% U ¥4 31 %% (antral
follicle count, AFC) 7K-F- ; B8 B 2 2H £ 5 1 B 11 By
20 Jifg 5] 1 ( cerebellum granule cell, CGC) Ziififd, &
FREE SR % 10107 A 40 BB, 3500 2 R A
PR Ab B A 2085 F b, BB Y TN (1:1) 10 min [#]
L FRAR—20 CIR R

B P N b 2 Y €0 4G DU 7 41 H %5 GDF-9.,
BMP-15 . BAX K ik 7K, FrA< & #i PBS 5k I i
it 34 1L 5 1M 3 (10% ) 30 min £ F4, 43 513+ A E
i N\ £ JiFE GDF-9 .BMP-15 & BAX Hifk , 4°C it
5 BT B3 7% PBS AU —$T, 20 h J5 HUH B
A 30 min & &, 4 A A $T 2 FITC Brifk, kot
R 1 h I 5 AR A A bR 0 4 B R
T AE# 20 min 1€ ] J5 PBS #hk , DAB #% # 4,
B
1.3 I IEFR

WL 4 BF 98 % % GDF-9 . BMP-15 . BAX %
IKTKSF- DN BT R Y 22 7, 4341 PCOS i % GDF-
9.BMP-15 BAX K iA7K V-5 B 5L i 25 T HE A AH OC
PEo g5 - BT BR G  BOR U, A b
SRRy B IR
1.4 Suilzrub

KT SPSS 11.5 #4753 01 . THE BRI ( £5)
Fon AL AT e K88, I Pearson AH &4 AT i 2
1001 LA P<0.05, 25 E G2 ¢ X,

2 #R

21 24 # GDF-9 ,BMP-15 ,BAX % ik /K )
A

PCOS 41 & # 1) GDF-9 . BMP-15 il BAX 3
RAKFEHEmTINREMAZRT AR ITFE X
(P<0.05), WL 1,
2.2 24K I A DI RETE AR AMH FI AFC 7K
1 R

PCOS 4 53 ) AMH /K - T 5 S48 i 41
AFC /KR T IR SL3E e, 22 A S22 L (P<
0.05), WLz 2,
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*1 FHEE GDF-9.BMP-15.BAX FikKERLLE
[(x+s)(ng/L)]

Table 1 Comparison of expression levels of GDF-9,

R3 2HBEMEERHEKRFHLER (x£5)
Table 3 Comparison of ovarian related hormone levels

between the 2 groups (x+s)

BMP-15 and BAX between the 2 groups [ (+s) (ng/L) ] - FSH LH E2 T
ik GDF-9 BMP-15 BAX - (pmol/L) (pmol/L) (pmol/L) (nmol/L)
UELEERRAL  42.12£3.10 36.89£3.45 35.122.67 UIELAERIZL 4.08+1.04 5.21+1.08 50.27+6.04 65.83+6.93
PCOS 41 55.032.07 48.3524.02 40.35+3.11 PCOS 4l 5.49+1.12 8.56+1.25 69.15+7.23 80.42+7.52
-30.567 -19.349 ~11.412
it y Al -8251 -18.138 -17.925 -12.761
P1E <0.001 <0.001 <0.001
P{H <0.001  <0.001 <0.001 <0. 001

®2 2ABFIMEEHINEEIRIR AMH F AFC K F
EEE [n, (xxs)]
Table 2 Comparison of AMH and AFC levels in ovarian

reserve function indicators between the 2 groups [n,(zxs)]

2.4 PCOS # 3 GDF-9 .BMP-15.BAX ik /K F
5 9 S5 25 DI RE I AH
PCOS £ % GDF-9 .BMP-15 .BAX Fihk/K 5

Zibl n__ AMH(ngmL)  AFC(4) AMH FSH .LH .E2 il T /K - IEHI ¢, 5 AFC K F
UK % 9L | 80 5.98+1.11 15.36+2.08 g o
PCOS 4 80 8.13+1.76 10.02+2.17 TR (P<0.05), A 4. ‘
i —0942 15.890 2.5 GDF-9 .BMP-15 .BAX ik FL 5
PAf <0.05 <0.05 PCOS & 1Y P 8 4 41 f GDF-9 ,BMP-15.

2.3 24 B HEUNEI I E KR
PCOS 41 5 %1% FSH .LH .E2 1 T /K- 5 T 5p
HAPERh ] 22 5 501 2R 7 L P<0.05) , L3 3,

BAX FH 1 52 35 R B & T 0P 5L 4 if A o, UL
K1,

&4 PCOS E# GDF-9.BMP-15.BAX Rix/kE 5 & & Theeputa L

Table 4  Correlation between GDF-9, BMP-15, BAX expression levels and ovarian reserve function in patients with PCOS

GDF-9 vs r {8 P{H BMP-15 vs r{H PiE BAX vs rH P1E
AMH 0.467 0.001 AMH 0.516 0.015 AMH 0.435 0.022
AFC -0.441 0.013 AFC -0.521 0.009 AFC -0.504 0.036
FSH 0.502 0.027 FSH 0.449 0.037 FSH 0.398 0.009

LH 0.576 0.035 LH 0.482 0.023 LH 0.422 0.017
E2 0.602 0.008 E2 0.503 0.015 E2 0.516 0.024
T 0.486 0.019 T 0.511 0.002 T 0.493 0.038

3 it

W 2 E L H &Mk IERE ORZ2E S PCOS
LG PR RAE & T8 WIER N 4 B . B oE
$27R PCOS & H AR ZE A AE (2 BOBE FR | =
I MG S B E P R S5 5 g XU 65 it e
AN EF T PCOS 4 A58 Ty g b fig A4
WS, TRE SstE A OB R X RE,
RV D) & S AL v AN B

PCOS i PREE IR K s PR A 4% 3 H AT e BE = o

M, Horf PCOS & 2 2 L Ui &k & A i B 22
FEAE , PRI B9 o AH S R 7 O A5 E B A PCOS Ll
IR EZ 717" . GDF-9 J& T4k K -
(e I RS 1 TR RACE S v R S o - B

B ERS 5N ET AEK R HE
B WF5E & B PCOS H 35 Ul #4121 GDF-9 £ 17
TEZ2 IR B, #2715 GDF-9 7K - 1) [ AR 7T BEFE PCOS
Y & R B T EEVER .

BMP-15 7R J& T TGF-B # Z % , F A7 8 5 01
B S T 0 A 43 b K 3 5 A T RE S AT A T R R4
MY B2 . Bk R BMP-15 A 3 FSH 43 i
ﬁﬁﬂ{%ﬁﬁﬂéﬂiﬂ@ﬁm MU, b R P TR
H e Eﬁ?i““ﬂlﬂid‘zﬁﬂ’] BMP-15 #% il B 5 vl
A Z 08 I, X 4R R BMP-15 5 0 8 B & 5
BAR,

BAX J& BCL-2 3 ZZ % h A ML 4 T2 i BE 1A
H5 BCL-2 /KM H B A RIJEYE , BAX (195 i 4
KX} Bel-2 7= A BHAIAE I rT H53t BCL-2 f-47 3500
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TE < 70 P D B 54 i £ 5 A5 B D PCOS BB 5 i B3I 430
GDF-9 .BMP-15 .BAX, /2 K FiE , 47 K B
B 1 GDF-9.BMP-15.BAX RikHItb %L
Figure 1 Comparison of the expressions of GDF-9,
BMP-15 and BAX
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DR B ARG A H A A% , GDF-9 Al 2 5 B i
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AMH = py 52 0K B 96 052 [ O 16 550k 40
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T HE B 3 B B 9 K D S % T i %) EE If
THFRICH) . AWFST B8 AFC ] X i 24 B 9o i 4k ik
R0, J2 PP MLAA B 54 45 D) BB 19 ZEHE b o
AR 5T & B PCOS i % GDF-9 .BMP-15 .BAX

Z$1K7K 5 AMH FSH .LH .E2 Fil T /K - 1EAHE,
5 AFC KA, Lkgh R iR 2R EES
fiE #3419 GDF-9 . BMP-15 . BAX ik /K E 45, H.
5 AMH AFC .FSH .LH .E2 Il T % B 5% 25 Ty 6
FEBR AT B VIR DG o ARG X Lk PR iy LA
MLHIHEA TSR, 0 T ZER A S AT HR 1T

ZE bR, Z 40P LR G AR B 1 GDF-9,
BMP-15 .BAX FKik/K-F4 , H'5 AMH AFC \FSH.,
LH .E2 FI T %5 0P S 4t 25 D et bnsK P45 UIAH G
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L7l NT-proBNP.D- &k . ST2 /K }-5 COPD 5 3F
PR 8 g KB BTG IR ARG P 0 B

BB fRAh] IR

(7 ZE] BH® 20riig 2 540 B AU R K (NT-proBNP) . D- 24k (D-D) . A BT it %
(human matrix lysin, ST2)7K -5 18 B 2E M i 2 9% (COPD ) 45 J W Wi 5 vy (fR AR 3 ) A8 35 F3UJS 9 A O
P, FiE R 2018 4E 3 A F 2019 4E 7 J AR 112 4] COPD & I 11 UM 5 3 g W58 XF 42, M 4f
30 d UG 18 6043 AT 4L (TG A K41 M A4 (BUG B A4, 340 A R I e R G 5 56 617E A fa
FREXTHRZH . L 3 LM AR I L A B Sl K I 443 He (PaO,) Sl i — 4 fk A%k 43 i (PaCO, ) .COPD Ak
M (CAT ) 2 52k %8 8} K 1ML 75 NT-proBNP \D-D ., ST2 /K V-25 57 , 348 3218 % TAEARF 2k (ROC i £k)
TEAH A B I I 7% NT-proBNP . D-D , ST2 /K - % COPD 4 3 I #4155 & % R R FiU5 i TR (8, &5 R
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Correlation between serum NT - proBNP, D - dimer and ST2 levels and

prognosis in patients with COPD and respiratory failure
SUN Cailing*, ZHANG Huazhao, SUN Shuhong

(Department of Oncology, Rongcheng People’s Hospital of Shandong Province, Rongcheng, Shandong,
China, 264300)

[ABSTRACT] Objective To analyze the correlation between serum N-terminal pro-brain natriuretic
peptide (NT-proBNP), D-dimer (D-D) and human matrix lysin (ST2) levels and prognosis of patients with
chronic obstructive pulmonary disease (COPD) complicated with respiratory failure. Methods From March
2018 to July 2019, 112 patients with COPD and type Il respiratory failure in our hospital were selected as the
research subjects. According to their prognosis within 30 days, they were divided into death group (poor
prognosis group) and survival group (good prognosis group). Fifty - six healthy subjects were included as
healthy controls. Compare the baseline data of gender, age, partial arterial oxygen pressure (PaO,) , partial

arterial carbon dioxide pressure (PaCO,), and COPD assessment test (CAT) and serum NT-proBNP, DD,

KA B 4 T ABCR R R A4 B (2018NS0216)
VEH 4 L R BERRTARERMEA, L&, %R 264300
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- 230 - NTEWEIRIF 2 20204E2 A %5124 4528 T Mol Diagn Ther, February 2020, Vol. 12 No. 2

and ST2 levels in the three groups. The receiver operating characteristic curve (ROC curve) was used to
evaluate the predictive value of serum NT-proBNP, DD, and ST2 levels at the time of admission to the
adverse prognosis of COPD patients with type Il respiratory failure. Results Thirty-one patients (27.68% )
who died of COPD combined with type Il respiratory failure 30 days after admission were included in the
poor prognosis group; 81 patients (72.32% ) survived and were included in the good prognosis group. There
was no significant difference in gender comparison between the three groups (P>0.05). There was no
significant difference in age and PaO, between the poor prognosis group and the good prognosis group (P>
0.05) , but the age was higher than the healthy control group (P<0.05). PaO, was lower than the healthy
control group (P<0.05). PaCO; and serum NT-proBNP, DD, ST2 levels of the three groups were poor
prognosis group> good prognosis group> healthy control group (P<0.05). The CAT score of the poor
prognosis group was higher than that of the good prognosis group (P<0.05). ROC curve analysis found that
serum NT-proBNP, DD, and ST2 levels had a high predictive value for the poor prognosis of patients with
COPD combined with type Il respiratory failure (AUC=0.955, 0.931, 0.946, P<0.05) , and their cut-off
values are 709.66 pg/mL, 532.47 ng/mL, and 463.48 ng/L. Conclusion Serum NT-proBNP, D-D and ST2
have higher predictive value on prognosis of COPD with type I respiratory failure, which is helpful for

clinical diagnosis and treatment.

[KEY WORDS] COPD; Respiratory failure ; NT-proBNP; D-dimer; Human matrix lysin
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Table 3 Value of serum NT-proBNP, D-D and ST2 in predicting the poor prognosis of patients with COPD and type Il

respiratory failure
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Figure 1 ROC curves of serum NT-proBNP, D-D and ST2
in predicting the poor prognosis of patients with COPD and
type Il respiratory failure
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Serum TIMP-1, MCP-1 and MMP-9 levels in patients with endometriosis and

its relationship with infertility

GU Xiaoli', WU Xinhua', JT Mengge *, FU Yuanyuan'*

(1. Department of Obstetrics and Gynecology, the Second Affiliated Hospital of Zhengzhou University,
Zhengzhou, Henan, China, 450014; 2. Department of Obstetrics and Gynecology, Luohe Central Hospital
Henan, Luohe, Henan, China, 462000)

[ABSTRACT] Objective To detect serum matrix metalloproteinase tissue inhibitor factor-1(TIMP-1) ,
monocyte chemotactic protein-1 (MCP-1), matrix metalloproteinase-9 (MMP-9) in patients with endometrio-
sis (EMs) and to assess the relationship between TIMP-1/MMP-9/MCP1 and infertility. Methods A total of
102 patients with EMs who were treated in our hospital from May 2016 to December 2018 were selected. 54 in-
fertile patients were recruited as the observation group and 48 non-infertile patients as the control group. Blood
samples were collected before and after treatment in the two groups. Enzyme - linked immunosorbent assay
(ELISA) was used to detect the serum TIMP-1, MCP-1, and MMP-9 levels in the two groups. Results
The TIMP-1 in the observation group was significantly lower than that in the control group (P<0.05). The pro-
portion of patients at rAFS stage Il and IV, MCP-1, and MMP-9 were significantly higher than those in the
control group (P<0.05). With the increase of rAFS stage, TIMP-1 showed a downward trend (P<0.05), MCP-1
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and MMP-9 showed an upward trend (P<0.05). TIMP-1 increased significantly after treatment in the observa-
tion group (P<0.05), MCP-1, MMP-9 Levels decreased significantly (P<0.05). Serum TIMP-1 and MMP-9

levels were strongly correlated in patients with EMs (P<0.05). Logistics regression analysis showed that serum

TIMP-1 and MMP-9 in patients with EMs were obviously related to the occurrence of infertility ( P<0.05).
Conclusion The serum levels of TIMP-1, MCP-1, MMP-9 in patients with EMs are significantly different

from those in non-sterile patients, and the infertility rate of patients with EMs increases with the increase of

rAFS stage. Serum TIMP-1 and MMP-9 are related to the occurrence of infertility.

[KEY WORDS] Endometriosis; Tissue inhibitor of metalloproteinase - 1; Monocyte chemoattractant

protein-1 ; Matrix metalloproteinase-9; Infertility
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1.5 Gl #abH

K JH SPSS 23.0 14 i#F 47 £ 46 4 A, H B K
M %EmR,RH e, it wEH (v xs) %
AN R AN G R R | R
TIMP-1 . MCP-1 . MMP-9 7K - 1) #8 3¢ 1 23 B %
H Pearson 73 #7 , AN 22 0E B9 2 N % 53 B >k H Lo-
gistic [ 9 20 #F o DA P<0.05 % % 4 it %

2 #R

2.1 WA rAFS 731 (IS TIMP-1, MCP-1 .
MMP-9 7K L35

WML rAFS I 5 IV 0 A8 3 Lo i W B s T
X REZH , I3 TIMP-1 7K 5 3518 T %) B2 5 W4
2 MCP-1 . MMP-9 /K- I 3 = T X R4, 22 76 50

= TR L (P<0.05), W& 1.
R1 WAEE rAFS 83, IM5E TIMP-1. MCP-1 . MMP-9 7K FLL & [n( %), (x+s) ]
Table 1 RAFS stages, levels of serum TIMP-1, MCP-1 and MMP-9 in different groups [1n(%), (x+s) |
25 53] n 119 14 || et \i TIMP-1(ng/mL.) MCP-1(pg/mL) MMP-9(ng/mL)

WELH 54 0(0.00)*  1(1.85)* 18(33.33)" 35(64.81)"  205.19+41.31° 45.67+5.36"
XA 48 18(37.50) 15(31.25) 10(20.83) 5(10.42) 308.56+52.19 26.18+4.27

413.56+61.79"
278.19+£54.37

G AR L, *P<0.05,

2.2 A[E 4 L TIMP-1, MCP-1, MMP-9
KA P

EMs [ i1 % 13 TIMP-1 /K F- T 1 L 10
1 IV (P<0.05) 5 B4 rAFS 43 51 (193 & , TIMP-1
JK 5 R B # (P<0.05) ; EMs | ] B 3% 1M i
MCP-1,MMP-9 7KK 7 11 159 . 10359 . IV 9] (P<
0.05) ; fifi & rAFS 2] i 38 5 , MCP-1 . MMP-9 7K
SR ETHE#(P<0.05), lLFE 2,

2.3  PILHIAYT TG L TIMP-1 ., MCP-1,MMP-9
[

Wi 2 8T I TIMP-1 35 591 (P<0.05) ,
MCP-1 . MMP-9 /K- . F AL (P<0.05) , L35 3.
2.4 EMs [l TIMP-1, MCP-1 ,MMP-9 7K {4
Ktk

EMs I3 TIMP-1 5 MMP-9 /K 3 5 55 4

*2 MBARESHEZEMFE TIMP-1.MCP-1.MMP-9
KELE [n,(xxs) ]
Table 2 Levels of serum TIMP-1, MCP-1 and MMP-9

in patients at different stages in the observation group

[n,(xxs) ]
TIMP-1 MCP-1 MMP-9
ZH 5
41 " (ng/mL) (pg/mL) (ng/mL)

13 27  376.18+56.12 24.65+3.96  220.64+42.38
TH 29 312.68+54.19" 31.74x4.23" 243.17+47.62
IE 25 261.24+46.78" 39.82+4.54" 321.35+50.62"
IVHE 21 213.78+40.57" 43.21+£5.20™ 375.12+58.47"

5 T, P<0.05; 5 L AR LE , "P<0.05; 5 LA LL , P<
0.05,

7 (P<0.05) ; MCP-1 5 TIMP-1 7K 3 52 55 41 3¢ (P<
0.05) ; MCP-1 5 MMP-9 7K - 5 55 4 56 (P<0.05) ,
4,

*®3 WEAITHTEME TIMP-1, MCP-1 . MMP-9 LL% [n, (+5) ]
Table 3 Serum TIMP-1, MCP-1 and MMP-9 in the two groups before and after treatment [n, (x+s) ]

TIMP-1 (ng/mL)

MCP-1(pg/mL)

MMP-9(ng/mL)

215 n o — o - o :

TRITHI BITIE NEEARi] RIT A YAYT I wIT A
WEE L 54 205.19+41.31 375.24.56266.19° 45.67+5.36  19.37+4.57°  413.56£61.79  222.51+57.22°
X IR 20 48 308.56252.19  364.21+65.12°  26.18+4.27°  1821+4.52°  278.19£54.37  219.24+55.71°

SR H, *P<0.05,

2.5 [fil# TIMP-1. MCP-1 .MMP-9 /K- 5 K~ %2 5E
19 logistics [A1 943 #T

DU AZE RIS &, L) EMs 5 IfiLiE TIMP-1
MCP-1 . MMP-9 JKF-2 [ 722 & ##47 logistics [A] 43
Mt , 45 59 W7, L TIMP-1 . MMP-9 5 R ZE5E 1) %

He LA AP (P<0.05) , L3 5,
3 iTie

EMs £ J& T R4S (B WA 7E & ) W
AT RE . Vs B9 5 B L A AR R AR R



SNTEWIERIT 2 20204E2 A $51248 4528 T Mol Diagn Ther, February 2020, Vol. 12 No. 2 - 237 -

®4 WEAREME TIMP-1,MCP-1.MMP-9 7K £ Hj
iEES
Table 4 The correlations among serum TIMP-1, MCP-1
and MMP-9 levels in the observation group

N TIMP-1 MCP-1 MMP-9
LB E
r i P1H & P rfH PH
TIMP-1 1 - -0.372 <0.05 -0.725 <0.05
MCP-1 -0.372 <0.05 1 - 0.364 <0.05

MMP-9 -0.725 <0.05 0.364 <0.05 1 -

&5 I TIMP-1.MCP-1.MMP-9 K FE 5RZfEH
logistics B3 53 #fr
Table 5 Logistics regression analysis of the correlation
between serum TIMP-1, MCP-1, MMP-9 levels and
infertility

HE p1E SE{H 95%CI P
TIMP-1  -1.685  0.674  1439~20.207 0.012
MCP-1 1264  0.601  1.090~11.496  0.069
MMP-9 1.721 0.759  1.263~24.745  0.023
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Ptk R FENT R | BCA 8 FARIN 7 ik A0 T B, alifbpr il Ay iRk i . 8R  iiies) 2
BR A A 23 WAPT AMH B 11 58 50 B BT 1A (Y 24 SR 40O bR , 230310 A 5 B 200 B ik 3F6 T AET, 43 WAt i 1
IgGl WAL £51% Uik Hh AR 20 iy 400 A9 B0 7 380 A R UM ) 2 Bk 2R SR A D, O o % B s B
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Preparation and identification of monoclonal antibodies against Anti-Mullerian

hormone

SU Xiaoling', LI Liying', LI Miaomiao', HE Jie', WANG Ruixue', WANG Yong'**, LUO Shuhong'*

(1. Department of Laboratory Medicine, School of Stomatology and Medicine, Foshan University, Foshan,
Guangdong, China, 528000; 2. Guangzhou Hongxiang Biological Medicine Technology Co., Ltd.,
Guangzhou, Guangdong, China, 510663)

[ABSTRACT] Objective To express a high-purity anti-Mullerian hormone protein antigen, and use
this antigen to prepare a monoclonal antibody, to identify antibody subtypes, and to provide antigen and
antibody materials for the development of a high - quality anti-Mullerian hormone diagnostic kit. Methods
Following E. coli expression system codon protocols, a codon-optimized anti-Mullerian hormone (AMH)
gene fragment was subcloned into the expression vector pET-28a (+) and transformed into E. coli BL21. The
AMH amino acid sequence was conserved. Before and after the optimization process, the prokaryotic
expression vector and host bacteria were examined for protein expression. The recombinant AMH protein was
induced, expressed and purified by His - tag purification. The purified recombinant protein activity was
confirmed by western blot analysis. BALB/c mice were immunized subcutaneously three times with the
purified protein and serum anti-AMH antibody titers were measured by ELISA. When the titer reached 1: 80,
000, the mouse spleen cells were collected to prepare a suspension and fused with BALB/c mouse myeloma
cells. The hybridoma cell lines stably and persistently secreting anti - AMH antibodies were screened and
identified. The anti- AMH monoclonal antibody was purified and validated. Results Two hybridoma cell
lines, 3F6 and 4E7, were established and produced anti- AMH specific monoclonal antibodies. Both 3F6 and

EARE LA FHERFRKF A L) %R B (201811847075) ;461 K F & B AAT BHH &
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4E7 monoclonal antibodies were IgGl subtypes. Conclusion

Two anti - AMH specific monoclonal

antibodies, 3F7 and 4E6, were identified and validated. The next step is to apply these monoclonal antibodies

to develop AMH detection kits, promoting the development of domestic diagnostic reagents.

[KEY WORDS] Anti-Mullerian hormone ; Monoclonal antibody ; Hyridoma; Protein expression

P W & % & (anti - Mullerian hormone,
AMH) 1E 2 2 14 B9 84t 4% Dy fig i WA LA S B A=
B B2 A T B S R PEAG TR | 2 B SR L SR
1] i 0 DY SRR 28 i A o 5 LA I PR BN R
I RE 09 A4 W 27 48 b A0 b AMH ¥ B AR X R g
Bl ] PN o BOSR TR T, PPA R i L PR B R
it IRE B T B AR E R h 2 CEE M —
W W R B A TR SN O A A )
REMIRRE TR br , ANz A & /I | 1 ke 22 24 A v
PR R B TIO R s ), 2 PE AN DN B340 25 2 e
EH: WEREIEE R . L% AMH 7KF- 5 AR5 2
A o HKOPAIR T 40 D AR % B 1E 5 S 575 1, )
A B S L5 . mKOF- 1 AMH SRy 22 4% B S 258
GRS B R Bk s 0 A R A Y
AMH & FIE Bt JE g /N, K5t AMH 2 15
S REHTAN I B IEAL B S A A RE iz, B
A0 kR4 H 3 AMH R E AR R fb T %8
MIHAE L BR . AR BRI O AMH $TE,
FEAE AMH 2185 1 A

1 #REFE

1.1 SEEeA R

AMH 2] #5171 Hh A< 52 55 % | %5 s BALB/c /)y
S Ry BERF R A S sy vhucs s SP2/0 /N B
THETRE A PR A S 90 = R AT 5 5%
1.2 k)

HAT/ HT #4604 15 57 58 KOs i) | IoAZE 571
41 it fil 5 ) PEG1450 #1011 F 92 [8 Sigma 23 ] 5 B
MR AL Y bric 1 BT B 1eG W A A T A
Y TR BG4 175 . DMEM 85 33 3L 210 [ o 3@
GIBCO 7~ 7] ; Protein G > Fl1 )23 7 #1: F1 NI-NTA 5%
FZAT A1 A GE BEJ7 1 [E 5 BCA (Bicinchoninic
acid, BCA )& [ & s A 0 & A E 38 2 R
W14 AR\ vl (Beyotime Biotechnology )
1.3 AMH & iy il 55 5 4lifk

VERUAIE (1) AMH SE Al S & F K
FRER ik o M R SR Ik AR, R AL 2215
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Study on the correlation between CT features of coronary artery and serum

lipoproteins (a), adiponectin, PTX3 in patients with coronary heart disease
ZHOU Peng'*, WANG Shuo’, REN Yanling®

(1. CT mri department, Fuxin mining general hospital, Liaoning health industry group, Fuxin, Liaoning,
China, 123000; 2. Department of internal medicine, Fuxin mining general hospital, Liaoning health industry
group, Fuxin, Liaoning, China, 123000; 3. Clinical laboratory, Fuxin mining general hospital, Liaoning

health industry group, Fuxin, Liaoning, China, 123000 )

[ABSTRACT] Objective To investigate the correlation between CT features of coronary artery and
serum lipoproteins (a) [LP(a) ], adiponectin (ADP) , pentalin 3 (PTX3) in patients with coronary heart dis-
ease (CHD). Methods A total of 102 patients with CHD in our hospital from June 2018 to October 2019
were selected as the observation group, coronary CT angiography (CTA) was performed with 128-slice spiral
CT, a total of 104 healthy subjects were selected as the normal control group, and serum LP(a), ADP, and
PTX3 levels were detected and compared between the two groups. Compare serum LP(a), ADP, PTX3 levels

in patients with different coronary stenosis and plaque properties (CT value) in CT features, correlation be-

Ve A5 1T T RS L E R E 4 B EIR CT #3304, i1 T, %47 123000
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tween serum LP(a), ADP, PTX3 and the degree of coronary artery stenosis and plaque properties was ana-
lyzed. Results The CT characteristics of 102 patients with CHD were: mild stenosis in thirty-four cases,
moderate stenosis in forty-two cases, severe stenosis in twenty one cases, and occlusion in five cases; There
were forty soft plaques, thirty-four calcified plaques, and twenty-eight mixed plaques. The levels of serum LP
(a) and PTX3 in the observation group were higher than those in the normal control group, and the levels of
ADP were lower than those in the normal control group (P<0.05) ; The levels of serum LP(a) and PTX3 in the
observation group increased with the increase of the degree of coronary stenosis, and the ADP level decreased
(P<0.05) ; Serum LP(a) (r=0.681) and PTX3 (r=0.730) were positively correlated with the degree of coro-
nary stenosis, and ADP (r=-0.646) was negatively correlated with the degree of coronary stenosis (P<0.05) ;
Patients with mixed plaque had higher serum LP (a) and PTX3 levels than those with calcified plaque and soft
plaque, and ADP levels were lower than those with calcified plaque and soft plaque (P<0.05); Serum LP(a)
(r=0.790) and PTX3 (r=0.844) had a positive correlation with plaque properties, and ADP (r=—0.566) had
a negative correlation with plaque properties (P<0.05). Conclusion Serum LP (a), ADP, and PTX3 are
closely related to CT characteristics of patients with CHD and can be used as important physiological and patho-

logical factors to evaluate the degree of coronary artery stenosis and plaque properties, and provide a reliable

reference for clinical diagnosis and treatment.

[KEY WORDS] Coronary heart disease ; Coronary CT features; LP (a); ADP; PTX3
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Table 2 Comparison of serum Lp (a), ADP and PTX3
levels in patients with different degrees of coronary artery

stenosis [n, (x+s) ]

JeER B ik LP(a) ADP PTX3
Perseps (mg/L) (pg/l) (pg/L)
BREFEAE 34 210.85%37.45  9.04+1.01  3.27+0.72
MEFRZE 42 249.16240.03  8.17+0.85  4.30+0.78
WREA 21 307.41%46.10 7.22+0.77  5.11+0.82
[H 2 5  362.08+52.44 6.49+0.64  6.03+0.86
FA4 36.045 25.010 35.738
P{H <0.001 <0.001 <0.001

2.4 i LP(a) .ADP PTX3 5 AR 3l ik e 7
JEAH SeNE

WA V=R e A", 2= E k28", “3=TH &
B, “A=IA1%E" , 47T Spearman AHICHE ST K B,
IM3E LP (a) (r=0.681) .PTX (r=0.730) 5 54k 3 Jik
WA PR S F A G, ADP (r=—-0.646) 5 548 3 ik
AE T BAUAHIC (P<0.05) , Bl 2,
2.5 N[ BEHPE BT AR I LP (a) . ADP . PTX3
K

TRA P 5 1175 LP(a) \PTX3 /K i T45
T He a3 ADP /K P TA5 AL BEH 4K
BEH R (P<0.05), L3 3,
2.6 Ifiliff LP(a) .ADP . PTX3 5 BEH I I AH &%

It 1 =2 2= L B “3=IR A B,
AT Pearson AT &R, 1174 LP(a) (r=0.790)
PTX3 (r=0.844) 5 B e Jit 52 1E A 5C , ADP (r=
—0.566) S HEHPE T TAAHOC (P<0.05) , ILIAT 3,
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Figure 2 Correlation between serum LP (a), ADP, PTX3 and degree of coronary artery stenosis
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Table 3 Comparison of serum Lp (a), ADP and PTX3

levels in patients with different plaque properties [ 7, (F+s) ]

PR n LP(a)(mg/L) ADP(ug/L) PTX3(pg/L)
BBEH 40 162.33+3041  9.96x1.36  2.51+0.69
FEAEBEEE 34 215.87+39.27  825+1.11  3.37+0.81
IBEBE 28 304.88£46.09 7.30x1.04  5.40+1.15

F1H 115.008 43.611 01.293
Pl <0.001 <0.001 <0.001
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Figure 3 Relationship between serum LP(a) . ADP ,PTX3 and plaque properties
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ELR FwAE Ml Lotie i

(E] —HE PR, PR B D 7K AL I N (ATM) 2 % 1) 3 1 S AR DG 72 32 24 P 7
DNA XUHE W7 R0 4751 52 A0 o AT 4P R BOAe 1 Z2 W 7S 3R W1, SR AR 9 ATME 8l B A 28 1) 02 40 i
SEAE A A A PL -5 S Al SRR AR R DI BE AU 8] 2 D) BE R 290 0 494 78 £ 3 3 15 1 30 1 D0 g
SEWUIMISE . AR SCLRIE ATM S AR SCAT S0 0 I , JU R O B 08 42 D REAR SC AT 52, KA R IR T i
ATM 4 [ SO 40 6 344 B ) BIL o B G i AR

[REEE]  ATM ZE[H 5 ATM & 30N 5 200 7 i 452

Advance of ataxia - telangiectasia mutated protein kinase promoting -cell

proliferation

TANG Shifu', WU Wanjun', YANG Jianling', MA Xingxuan', YANG Jianqing’*

(1. Department of Lab Medicine, the Third Affiliated Hospital, Guangxi University of Chinese Medicine,
Liuzhou, Guangxi, China, 545001; 2. Department of First Surgery, the Third Affiliated Hospital, Guangxi
University of Chinese Medicine, Liuzhou, Guangxi, China, 545001)

[ABSTRACT] The research on Ataxia telangiectasia mutated (ATM ) kinase has been focusing on the
field of DNA double-strand break repair. In recent years, many studies have shown that oxidation-activated
ATM kinase has an important role in promoting cell proliferation, and its underlying mechanism is closely
related to its redox homeostasis maintenance, glucose metabolism regulation and cell proliferation signaling
pathway activity. This article reviews the progress of ATM kinase-related researches, especially related to its

proliferation regulation, which will be helpful for a deeper understanding of the mechanism of ATM protein

kinase to promote cell proliferation and clinical application.

[KEY WORDS] Ataxia-telangiectasia mutated gene; ATM kinase ; Cell proliferation
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FoUE RN B I RF s Bk . BUA IR EIE
S0 ATM R 5878 S 30 ATM 25 1 3086 35 1 R AIG
fii DNA XUEE Wr 2451 4518 2 R 1 32 40, e G B B
AT FE A F s s SRR | i B RN B PR A AN e
SEHRREAR L ITAER , ATS HE RS IR A BF
JEH R L U H AN MG 5 i, BUS TR 2 &
BWR . AR ELER ATM [ 3 A 40 it 334
BEAE B AL A T a0 I

1 ATM ZEH#EHIE DNA {518 S ThiE

ATM i G 1% 45 44 3l R0 25 (e A8 42 2 42 ]
B o DN Ak i 21 R 35k 3 4K U AT 43 ) HEATS (hun-
tingtin, elongation factor 1A, protein phosphatase
2A A-subunit, TOR) 5 & \FAT (FRAP, ATM and
TRRAP) KD (The C-terminal PI3 kinase-like kinase
domain ) #l1 FATC (FRAP, ATM and TRRAP C-ter-
minal ) 5 PO S5 86 555 ©0 . ATM [R] U — 23R K 5t 8
SRy 3L 5K T ) TR A G TR O AL T g Sk
i IF BoR RS AL B8 T ATM B
TG MR A B S5 R SR . ATM B IR AE
40 Jits DNA X 8% Wi 24 (double - strand DNA breaks,
DSB) i i & 52 5 i R O AE R . s A
ATM 25 3 i g i P53 3B 12 S 34 M8 Tk
T, WETE A, ATM ) RE Bk e 4 A X L 25
8 55F 1T DSBS 175 3 70 B R BURR, B PR 2R ARE L R
AGERE AL 5y % ATM 25 18 DSBs 18 52 Zh i ikt
B PR RE ATS M HE AU E | hRd b JR% v i
WA R R, ATM RN FE L) 2 HTF
ATS 3815 20 RS 7 11 0 A A D 2
W =, AT IS 0 6 500U T 2 FH AR e 8g 7 4
B0 ', ATM 1) DSBs & 52 T REXE LA BE ATS 1Y
AR A R B R AR S T R U A I R AE
R AN T AN, ATM 8 A
T 20 A 5T, D RE 56 4 i 2% 77 S /)N ki A 428 55 400 i
FET, FECA-TLRAIE . XS54/ ATM 7
BN HE AP ThRE . Tk, ATM
(9 DNA XU Wr 18 52 D) 6 40 40 fitg 43 i I 42 bk
O | R AL B T BRI

2 ATM EBH M EEHEIEEIIGE R H
S ENLIERE

2.1 ATM 2K S 7 4 B 4
ke B 22 F 5T 2% B ATML 2R 11 33 6 % 200 Jif 344

P EER IR . AR KA R ATS B3R LY
I ARE AR o ATM 3 PR g ok /N BUOHe U A 36 1t 240
JiL 25 T 20 iR LT R S5 4 i A5 45 A 2 TR A4 i
YA BB G . ATM DI RESLIC 5 BOrL B8 AR G AR
2T 4 41 Jifl ( Cancer-associated fibroblasts, CAF ) 3 i
Bleps . fEFLIE CAF A2 4, ATM 2 1
VA 32 B AT AR R BT b T kAR R TR A T R
ATM % F A A DSB MK 3% 45, il g2
R AN R A
2.2 ATM & U4 E A TG 1k

A WF 58 CF 52, ATM 2R 11 180 6 2 20 B 1
B A AL R Z A T . Ak B B (oxidative
stress, OS) fig PAAE & MLk 42 H 32 00E ATM 8 H
VG . e A0 R o AU AU AR ATM S 2 991
N7 2 Ik 2 T 5 ik I 174 A T AT Oy U T 7 i AT
L5 ) — ATM 8 PR R 27 2 991 7 2 ik 24
TR % 5 I 110 i I 3k AT S 285 75 IR I 140 8]
B ARG MRS ATM SRR 5L A8 )6 1 1) ATM
TR ATM AL TE A S AR D R AN
M ATM 9 5 A Fe e 1, L AL ATM 2
P I8t O 4 LIRS CAF 4 o ', s #s Rk
B ATM ] 82 5 845 /0N Bk i T 40 j #2140
it 2 J 00 i S 5 e S AL A B i 3 g
VE 7R (R , 4167 ATM AR 7T Bl o B 1k T
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ATM 8 22 /0 38 1o 45 45 40 M SR AL DR R 25 R
200 AR 5 R T 498 B R 56 £ 5 B M S IR AR R
T7 4034 T VR P Dk, HAARARHE WL S,
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S Ak 7 RN AR G T, ATME 98K Rl A o 34 iR 4
i B 42 A B 7 R R 6K 40 3 A SRR KT D A 5 4
B AL RS . ATM B 32 2538 1 346 P53 Al
O RSB S0 S 348 5 A0 L b SRR T o A MR R
BT, 4RI ATM BABEBE IR 1L P53 27 15 {3 22 % 1R
FRIL B IR AL 1 P53 b 1 ALl JE i AR
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[ABSTRACT] Surface membrane proteins on cells can maintain the integrity of cell structure and
regulate cell physiological activities. The types and expression levels of membrane proteins are closely related
to the occurrence and development of malignant tumors. Cell-SELEX uses intact living cells as a screening
target. Its biggest advantage is that it can simultaneously target a variety of membrane proteins with natural
conformations as target molecules during the screening process. and It is not necessary to know the types of cell
surface proteins and their expression levels in advance. Nucleic acid aptamer screening suitable for tumor cells
has brought new ideas and methods for drug screening, clinical diagnosis, disease treatment and basic medical
research, and has broad application prospects in the field of tumor diagnosis and treatment. This article reviews
the application of Cell-SELEX-based nucleic acid aptamers in the diagnosis and treatment of tumors, with a
view to providing reference for the study of Cell - SELEX, and to help the molecular diagnosis and
individualized treatment of malignant tumors.
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Figure 1 Depiction of the aptamer structure and its

interaction with the target

ANTRIARJ2: , Cell-SELEX B # AR 2 52 B A1 A i ,
T A4 B 2 TR 43 RO RS O AR 1 AR B R AR A
JETE 7 1 1k AR H BEAE R BF DL 22 b 5 K AR 42 11 e
B NSRS T, JF AT B T i 40 e & 1
HEARE R HFRB A, BHME AR T
FER A 28 AR | 30 e g AR (18 JE DR 25 5 | A 400 JHf P 5 43
TRy A, AT A0 TE SR AE A ks . B
GERWINE AR 11 I 28 B H 3R GR /KT 1 5 0 v i g
(1) A S B VAR G, IR TTT Cell-SELEX £ AR X
PR R A A R S Ay LTI A B 5T OB R IR B A
AR R IR A B IR R MEAZ T B 7 s
BA— MR 1R R, 760 Mo A 2 97 M
AW bR A RS T T A RO R R R

xR ZEEREINEB RS
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Table 2 The nucleic acid aptamers screened by cell-SELEX
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