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Expression and significance of MCl-1 and bFGF-2 in sorafenib-induced HepGZ apoptosis”

Liao Yu' ,Li Zhaodong® s Zuo Deyu® , Liu Yu® ,Yan Yong* , Zuo Guoging'>
(1. Chongqing Medical and Pharmaceutical College, Chongqing 401331 ,China;2. The Second Clinical College of Chongqing
Medical University ,Chongqging 400010,China;3 The First Clinical College of Chongqing Medical University ,
Chongqing 400016 .Chinas4 Chongging Traditional Chinese Medicine Hospital » Chongging 400021 ,China)
Abstract: Objective To observe sorafenib induced apoptosis on human hepatoma cell line HepG2 in vitro and to explore ex-
pression and significance of Mcl-1 and bFGF-2. Methods

afenib with the untreated cells used for control. The cell killing effect of the treatment was determined by CCK-8 kit,and the rate of

HepG2 cells were treated with gradient of different concentrations of sor-

the cell apoptosis was detected by flow cytometry. Elisa was used for detecting the bFGF-2. Western blot was performed to deter-
mine the expressions of Mcl-1 in the cells. Results Compared with the control group.,sorafenib inhibited the proliferation and in-
duced apoptosis of HepG2 cells,and efficiency of high concentration group was higher than other groups(P<Z0. 05). The bFGF-2 of
higher group was lower than other groups(P<C0. 05). Conclusion Sorafenib can inhibit the proliferation,and induce the apoptosis
of human hepatoma cell line HepG2. Over-expression of Mcl-1 and bFGF-2 may play an important role in the genesis and progres-

sion of hepatoma cells.

Key words: sorafenib;liver neoplasms;apoptosis; Mcl-1; bFGF-2
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