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in Human Hepatocellular Carcinoma Cell Line MHCC97-H*

PU Meng, WANG Jian-lin, HUANG Qi-ke, ZHAO Ge, XIA Cong-cong, HE Da-li, YANG Zhen, TAO Kai-shan
(Department of Hepatobiliary Surgery, Xijing Hospital, Fourth Military Medical University, Xi'an, Shaanxi, 710032, China)

ABSTRACT Objective: To study the expression of Bub1 in hepatocellular carcinoma (HCC) and its effect on the cell proliferation,
cell cycle and apoptosis in hepatocellular carcinoma cell line MHCC97-H. Methods: Bub1 was down-regulated by small interfering RNA
(siRNA) in MHCC97-H. qRT-PCR and Western blot were used to determine the expression of mRNA and protein. CCK-8 assay was
performed to evaluate the proliferation ability. Apoptosis and cell cycles were determined by flow cytometry. Results: qRT-PCR and
Western blot showed that si-Bubl group displayed a low expression of Bubl. Down-regulated of Bubl by siRNA significantly inhibited
the cell proliferation (P<0.05), Cell cycle had changed and increased the cell apoptosis rates (P<0.05). Conclusion: Bubl was highly
expressed in hepatocellular carcinoma and down-regulating the expression of Bubl could reduce the proliferation of hepatocellular
carcinoma cells and affect the cell cycle and apoptosis of HCC.
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Fig.1 Expression level of Bubl in the normal liver tissue, primary liver
tumor and liver cancer cells

Note: compared with the normal liver tissue group, *P<0.05.
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Fig.2 Expression of Bubl mRNA and protein in MHCC97-H after being transfected by siRNA
A:Bubl mRNA decreased after transfected si-Bubl in MHCC97-H cells;
B: Bubl protein decreased after transfected si-Bubl in MHCC97-H cells
Note: compared with si-NC group, ¥*P<0.05.
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Fig.3 Effect of transfection with Bubl siRNA on the proliferation of
MHCC97-H cells detected by CCK-8 assay
Note: At the same day compared with si-NC group, *P<0.05.
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Fig.4 The cell cycle of MHCC97-H after being transfected by Bubl siRNA
Note: Compared with si-NC group, *P<0.05.



- 2204 - IREYESHE  wwwshengwuyixue.com Progress in Modern Biomedicine Vol17 NO.12 APR.2017
si-NC si-Bub1
§ 3 si-NC
o8 o1 a2 a2 30 )
Jo140% v e 112% LiE151% Bl si-Bub1 *
4 ~
10 f\j
] : o 20-
g T
~ g [
° L
8 104
-l
[« |
Q3 Q3 )
10.9% Q.
. 045]%‘ cL1 <
10° 10° 10 10 107 10° 0

FITC-AnnexinV

si-NC si-Bub1

5 MHCCY97-H #3454 Bubl siRNA [FAMB RIS R
Fig.5 Effect of transfection with Bubl siRNA on the apoptosis of MHCC97-H cells

Note: Compared with si-NC group, *P<0.05.
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