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Effect of Serabelisib on human hepatoblastoma HepG2 cells and its mechanisms. Li Ming, Li Yong,
Huang Zhao ,Tang Xianglian, Liw Zan, Zhou Yuxiang,Wen Jiabing , Xiang qiangxing. Department of General
Surgery , Hunan Children’s Hospital , Changsha 41007 , China.

[ Abstract] Objective To explore the inhibitory effect of small molecule inhibitor Serabelisib on the ac-
tivity of PI3K Akt signaling pathway and its mechanism on the proliferation and apoptosis of human hepatoblas-
toma cell line. Methods Different concentrations of Serabelisib (0,2,4,8 pwmol/L) were employed for trea-
ting cells. The inhibition of cellular proliferation was detected by methyl thiazolyl tetrazolium (MTT). The chan-
ges of apoptosis were detected by flow cytometry. The cellular activity of PI3K signaling pathway and the cellular
expression of apoptosis-related proteins were detected by Western blot. Results A concentration of Serabelisib
=4 pmol/L had a significant inhibitory effect on cellular proliferation. With a rising concentration of Serabelis-
ib,its inhibitory rate on cellular proliferation gradually increased in a dose/time-dependent manner while cellu-
lar apoptotic rate rose significantly in a dose-dependent manner. Western blot indicated that the phosphorylation
of Akt,a key kinase in PI3K signaling pathway,decreased and the expression of PARP 89kd fragment spiked in
Serabelisib-treated HepG2 cells. Conclusion Serabelisib can inhibit the proliferation and apoptosis by inhibi-
ting PI3K/ Akt signal transduction pathway in HepG2 cells.
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Fig.2 The apoptosis of HepG2 cell line was induced by Serabelisib in a dose-dependent manner
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Fig.3 Serabelisib inhibited the activity of PI3K/Akt signaling pathway and promoted the expression of apoptosis-related proteins in
HepG2 cells
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