TRES 201959 AF 48 55 17 2913

BE - ERMAR doi:10.3969/j. issn. 1671-8348. 2019, 17. 008
M & B %A http://kns. cnki. net/KCMS/detail/50. 1097. r. 20190510. 1552. 022. html(2019-05-14)

BHIEEREAREARERPHRERE X TEEAE.
BRERIZBHZIE

ZER . FHES R BLEEL OBEKE.R A B
(L. FMEFETH-ARERFRIA  550002;2. 5% M EA XS HE E RTINS, KM 550004 ;
3. kAT ERAF A S, w54 638000)

(HE] BY HHAABEGWVIMARRFEMEAFPHEFRAERALSFEMRIGH ZEATH
AW Hm., Fik R BARE 4 AT & @ 2 (MHCCI7-H,MHCC97-L) , Western blot #:
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Vimentin expression in different hepatocellular cell lines and its effect
on their proliferation,invasion and migration”
LI Guowei' ,L1 Haiyang®” ,CHENG Chao® ,SANG Zhishan® ,YANG Qinzi®,JIA Lei* \ WEN Xinwei®
(1. Department o f Hepatobiliary Surgery ,the First Peoples Hospital of
Guiyang ,Guiyang ,Guizhou 550002 ,China;2. Department of Hepatobiliary Surgery .the Af filiated
Hospital of Guizhou Medical University ,Guiyang ,Guizhou 550004 ,China;3. Department of Hepatobiliary
Surgery,West China-Guangan Hospital of Sichuan University ,Guangan,Sichuan 638000,China)
[Abstract] Objective To explor the expression of Vimentin(VIM) in different hepatocellular cell lines
and investigate the effect on cell proliferation,invasion and migration in vitro. Methods Two different trans-
fer potential of hepatocellular cell lines(tMHCC97-H and MHCC97-1.) were cultured in vitro. The expression
of VIM in MHCC97-H and MHCC97-L cells were tested by Western blot. We used siRNA interference tech-
nology to slience VIM gene. The effects of VIM gene silencing on the proliferation,invasion and migration of
MHCC97-H and MHCC97-L cells were analyzed by CCK-8, Transwell and cell scratch assay. Results West-
ern blot showed that VIM expression is significantly higher in MHCC97-H cells than that in MHCC97-L cells
(1.204£0. 33 vs. 0. 93+0. 29, P<(0. 05). Western blot and qPCR showed that VIM-siRNA significantly de-
creased VIM expression in MHCC97-H and MHCC97-L cells. Compared with the negative group and the blank
group,cell proliferation, migration and invasion of MHCC97-H and MHCC97-L cells in groups transfected with VIM-
siRNA significantly decreased (P<C0. 05). Conclusion Inhibition of VIM gene expression can significantly inhibit the
proliferation, in-vitro migration and invasion of hepatocellular cell lines.

[Key words | vimentin;carcinoma,hepatocellular;proliferation;invasion;cell movement
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