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ABSTRACT Objective: To study the effect of parp-1 inhibitor 3-AB on the proliferation and apoptosis of the hepatocellular
carcinoma cell lines of MHCC97-H, SMMC7721 and hepatocellular cell line L02. Methods: Cell proliferation assay was conducted to
observe the effects of 3-AB on L02, MHCC97-H and SMMC7721 cell growth. FACS was used to evaluate the apoptosis ratio of different
cell lines of human liver cancer cell lines and hepatocellular cell line L02 with different 3-AB dosage. Results: 3-AB can significantly
inhibit the growth rate of MHCC97-H and SMMC7721 cell lines. As the concentration increased, the suppressive effects of 3-AB were
increasing. The growth inhibition was significant on the 6th and 9th day of culture. Compared with the control group (0 mM), the growth
rate of MHCC97-H and SMMC7721 cell lines with different concentrations of 3-AB (5 mM, 10 mM and 20 mM)(p<0.05) were lower on
the 6th day and from then on; 3-AB did not affect the growth rate of LO2 cell line in the same concentration (p>0.05). Compared with the
control group (0 mM), the apoptosis ratio of MHCC97-H and SMMC7721 cell lines were higher than the other 3 groups with different
concentration of 3-AB (5 mM, 10 mM and 20 mM) (p<0.05). Yet it has no effect on the apoptosis of L0O2 cell line in the same concentration
(p>0.05). Conclusion: 3-AB can inhibit the growth rate of MHCC97-H and SMMC7721 cell lines and induce the cells apoptosis. And the
apoptosis ratio was variable with the different 3-AB concentrations. But different concentrations had no effect on the growth or apoptosis
of LO2 cell line. 3-AB can be a potential good choice for liver cancer therapy and maybe improve the patients life quality.
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Fig.1 L02, MHCC97-H and SMMC7721 cells growth curves with different concentrations of 3-AB
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Fig.2 The apoptosis ratio of L02 , MHCC97-H and SMMC7721 cells
treated with different concentration of 3-AB. * means compared with
control group (0 mM), the apoptosis ratio of MHCC97-H cell line was
higher than other 3 groups with different concentration of 3-AB (p<0.05);
# means compared with control group (0 mM), the apoptosis ratio of
SMMC7721 cell line was higher than other 3 groups with different
concentration of 3-AB(p<0.05).
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