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miR-765 regulates hepatocellular carcinoma cell proliferation through targeting
INPP4B

XIE Xing', WANG Xiaonong”, XIE Binhui”,HE Xiao",XIE Yuankang’,ZENG Qingshan‘( a. the First Clinical Medical
College; b. Department of Hepatobilary Surgery, the First Affiliated Hospital of Gannan Medical University, Ganzhou
341000, Jiangxi, China )

[ Abstract ] Objective: To explore the regulating effect of miR-765 on inositol polyphosphate 4-phosphatase type I
( INPP4B ) and its influence on the proliferation of hepatocellular carcinoma cells ( HCC ). Methods: Quantitative Real-
time PCR was used to detect the expression of miR-765 in 8 pairs of HCC tissues and adjacent tissues as well as its expres-
sion in 8 sets of hepatocellular carcinoma cell lines. Methyl thiazol tetrazolium ( MTT ) assay was used to detect the influ-
ence of miR-765 over-expression on proliferation of HCC cell line. Molecular biology technique was used to construct 3'-
UTR reporter gene of INPP4B, and to analyze the regulation effect of miR-765 on INPP4B; Western blotting was used to
examine the effect of miR-765 over-expression/silencing on INPP4B protein expression; Colony formation assay together
with Western blotting were applied to investigate the specific inhibition of INPP4B on the proliferation of HCC cell lines.
Results: miR-765 was highly expressed in HCC tissues and HCC cells ( P <0.05 ). miR-765-mimics transfection signifi-
cantly increased the proliferation capacity of HCC cell line ( [3.78 £1.25 Jws[2.06 £0.47 ], P<0.05) . miR-765
could significantly down-regulate the luciferase expression of pGL3-INPP4B-3’' UTR reporter gene ([ 0.42 +0. 01 ] vs
[ 1.01 £0.01 ], P<0.05) and also up-regulate the expression of INPP4B ( [0.92+0.04 Jvs[ 0.42+0.02],[0.62 +

[BEEWE ] AR ISP H( No. 20151 BBG70085 ) ; TLIYA U H H: 4 % B H( No. GJJ14681 ). Project supported by the Science and
Technology Foundation of Jiangxi Province( No.20151BBG70085 ), and the Education Foundation of Jiangxi Province( No. GJJ14681 )

[EE®A ] WEC1990 - ), J A, 2 NS I R HLHIFTSY , E-mail :254288592@ qq. com

[ BIEEE ] T/h4( WANG Xiaonong, corresponding author ), 2= A% B Ui, M50 - A= i, 3 B0\ 95 17988 T 17738 A0 A8 9 09 11 PR T 9T, E-mail :
xiaonongwang@ sina. com

[fE5E&ZF ] htp://www. enki. net/kems/detail/31. 1725. R.20170110. 1519. 014. html



« 44 -

o [ s A A T 4 2017 4 1 H L24(1)

0.03 ],P <0.05 ). Specific inhibition of INPP 4 B significantly promoted the proliferation of HCC cells( [ 238. 0 =
1.73 Jws[ 66.33 £5.04 ], P <0.05 ). Conclusion: miR-765 promotes the proliferation of HCC cells by down-regulating

INPP4B expression.
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A: miR-765 expression in HCC cell lines; B:miR-765 levels in HCC tissues and normal control
" P <0.05 vs LO2 cell group or NC group
E 1 HCC fHatki HCC AL H miR-765 HIRIA

Fig.1 Expressions of miR-765 in HCC tissues and hepatocellular carcinoma cell lines
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A': Over-expression of miR-765 promotes the HepG2 cell proliferation;

B :Suppression of miR-765 decreased the proliferation rate of HepG2 cell
*P <0.05 vs NC group
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Fig.2 Transfection with miR-765 promoted HCC cell proliferation
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