cJ

8 X P VIS N

E25 8258 http:/ /www.baishideng.com/wcjd/ch/index.aspx
ZBENEE: http:/ / www.wijgnet.com/ esps/helpdesk.aspx

DOI: 10.11569/wcjd.v24.i3.355

HFRHE N\ EILAYE 20160E18285; 24(3): 355-361
ISSN 1009-3079 (print) ISSN 2219-2859 (online)

© 2016 RN IBEBBRETSRATATE.

W BB 5. CLINICAL RESEARCH

VEGF165b7E BT 21 A e B9 3= 34 K B AE ALl

R, LA, BRI, XS, RERE, IMNEA

FHEWERELAF FHhERAET 130011

RIS BIEEEID, BT, T2MEFRNSHERRNID
ENYSE=S i a

FAE AT RA(FFLEL)TBR A, No. 2013Q024

fE& STk 7 R T BRI SZ L RISTAT; HHINEE
BXNEBIDIEATN; LIS IREREL; RT-PCR,
Western blotSHImdie BGRAN S = IR, EUBLITEBERE:
SREF BRI RATIENSIE.

BHUEE: S, EEE, IMETESIm, 130011, SMEK
BHHRNAE26435, SMAZHEIYEFTELARL

wszdhands@sina.com

IFBEEE: 2015-09-25
1BOBHA: 2015-10-21
ESHE: 2015-12-21
R BREER: 2016-01-28

Expression of vascular
endothelial growth factor
165b in hepatocellular
carcinoma

Yan-Ying Zhao, Ya-Gang Li, Bo-Qun Yan,
Zhi-Zhong Liu, Guo-Tao Qin, Yuan-Jie Sun

Yan-Ying Zhao, Ya-Gang Li, Bo-Qun Yan, Zhi-Zhong
Liu, Guo-Tao Qin, Yuan-Jie Sun, Department of
Gastroenterology, the Fourth Hospital of Jilin University,
Changchun 130011, Jilin Province, China

Supported by: Jilin Provincial Health Department Funded
Projects (Youth Fund), No. 2013Q024

Correspondence to: Yuan-Jie Sun, Chief Physician,
Department of Gastroenterology, the Fourth Hospital of Jilin
University, 2643 Dongfeng Street, Changchun 130011, Jilin
Province, China. wszdhands@sina.com

Received: 2015-09-25
Revised: 2015-10-21

Beishideng®  WCJD | www.wjgnet.com

Accepted: 2015-12-21
Published online: 2016-01-28

Abstract

AIM: To detect the expression of vascular
endothelial growth factor 165b (VEGF165b)
in hepatocellular carcinoma (HCC), and to
investigate the relationship between VEGF165b
and HCC.

METHODS: Expression of VEGF165b
protein in 28 HCC specimens and 30 normal
liver tissue specimens was detected by
immunohistochemistry. The expression of
VEGF165 and VEGF165b mRNAs was detected
by RT-PCR. The expression of VEGF165,
VEGF165b, FAK and P-Akt proteins in HCC
and normal liver tissues was detected by
Western blot.

RESULTS: The positive rate of VEGF165b
protein expression in normal liver tissues was
significantly higher than that in HCC tissues
[96.67% (29/30) vs 21.4% (6/28), P < 0.05].
VEGF165b mRNA and protein expression in
HCC tissues was significantly lower than that in
normal liver tissues (P < 0.01). The expression
of VEGF165 mRNA and protein in HCC tissues
was significantly higher than that in normal
liver tissues (P < 0.01). The expression of
FAK and P-Akt proteins in HCC tissues was
significantly higher than that in normal liver
tissues (P < 0.01).

CONCLUSION: The expression of VEGF165b
in HCC tissues is significantly lower than that
in normal liver tissues, and the expression of
VEGF165, FAK and P-Akt in HCC tissues is
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significantly higher than that in normal liver
tissues. These findings suggest that VEGF165b
may be related to the occurrence and
development of HCC possibly by inhibiting
the expression of VEGF165, FAK and P-Akt
and their effects on angiogenesis and tumor
growth.

© 2016 Baishideng Publishing Group Inc. All rights
reserved.
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LR ERIEAL PVEGF165b% & & ik
& 7196.67%(29/30), T 4a ftL 442  VEGF165b
B 0 K B H21.4%(6/28), Rk EFH %
it % & L (P<0.05). VEGF165b mRNAF=& &
TR S 2048 v 0 R A B AR T B BT AR 2847
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#9 & 1A (P<0.01). FAKFP-Akt%& & £ AT 55 20
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1.2.2 RT-PCR:x#&N: ()51 ¥ ¥it: %M
GenBankH O K E M VEGF165fIVEGF165b
S F A5, VEGF165b L 51 4:
5'-GAGATGAGCTTCCTACAGCAC-3', Rl
Y. 5'“-TCAGTCTTTCCTGGTGAGAGATCTG
CA-3', P K/NA222 bp. VEGF165 L3751 4:
5'-GGATCCGCACCCATGGCAGAAGGAGG
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GCCTCGGCTTGTCACATCTG-3', P4 K/
79490 bp, GAPDH L 5| #)5'-GGTCGGAGTC
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Pk, A ULBH R 18SAI28S k. FHER AN e
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R FHZHEH. VEGE: &N AERHE T

HAVHIEF HHEH 2 VEGF165H1IGAPDHH
IR P EEAE 23 528 1.009F10.310(&12). T 414
H'VEGF165b mRNA L /K-F B AL T 1E#
JREZHER, T T8 ZH 21 VEGF 165 mRNAZR L 7K
PR T IR R 23(P<0.01).

2.3 Western blot# il 25 & & 20 2380 1E 5 I
JEZH 2 VEGF165bAIB-actinffI K i ELAE 73
AH0.199F10.806. Ji- i 2H 2R Al 1E 5 i ik 26
P VEGF165M1B-actin(f) % B ELAE 7 51 oA
0.899410.207, A4 VEGF165b%& 1K
IR B A T I R 221, i T e 2H 41
HFVEGF165%E HRE K& T B
WEZH 2L (P<0.01). FF¥ 20 4401 IE & B AT 2H 21
FAKFB-actinffI K 5 H AR 4731 M0.672F10.187;
P-AktFIB-actinf) K B HAE 53 7 90.727 41
0.191, fF#EH L FAKRIP-Akt R [ #IE K
A IR AR, Z R ARG G
F(P<0.01)(J&3).

3118
i3 P A K RN B R 1 TR 25 2 S At 2 bR I
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