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In-vitro Antitumor Effect of Combining CDK Inhibitor SNS-032
with AD55-Apoptin on Liver Carcinoma Cell Huh-7

SUN Xiaozhu s LU Chunwei s QIN Yun, HAN Jiancui , WANG Yigang
(College of Life Science, Zhejiang Sci-Tech University, Hangzhou 310018, China)

Abstract: CDK Inhibitor SNS-032 and AD55-Apoptin were combined to treat Huh-7 to explore the in-
vitro antitumor effect of the combination, MTT method was used to respectively detect inhibiting effects of
SNS-032, AD55-Apoptin, the combination of SNS-032 and AD55-Apoptin on the growth of hepatoma cell
line Huh7. The characteristic morphology of apoptosis cells were observed by Hoechst 33342 staining,
flow cytometry was used to quantify the apoptosis, and Western Blot was used to detect the expression of
apoptosis-related proteins. The results show that after treatment with the combination of 10MOI AD55-
Apoptin and 100ng/mL SNS-032, the Huh-7 cell survival rate is only 4%, while in 10 MOI AD55-Apoptin
and 100ng/mL SNS-032 separately treated cells, the survival rates are 60% and 8% (P <C0. 05)
respectively. Hoechst 33342 staining, flow cytometry and Western Blot demonstrate that there are more
apoptotic cells in the combined group. As shown in the experimental result, the combination of SNS-032
and AD55-Apoptin can effectively inhabit the growth of hepatoma carcinoma cell Huh-7 and induce it to get
apoptotic.

Key words: cyclin-dependent kinase (CDK) inhibitor (SNS-032); AD55-Apoptin; liver carcinoma; in

vitro; antitumor effect
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