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Kinetics of bcl-2 and bax mRNA Expression in Nitric Oxide-induced
Apoptosis of Human Hepatocellular Carcinoma Cells Lines in Vitro

CHEN Hul-jing, LIN Xu, JIANG Xue-mei, LIN Jian-yin
Research Center of Molecular Medicine ,Fujian Medical University ,Fuzhou 350004, China

ABSTRACT: Objective | To investigate the kinetics of bel-2 and bax mRNA expression in nitric ox-
ide induced apoptosis ofsthuman hepatocellular carcinoma cells: . Methods. Sedium nitroprusside (SNP)
was used to induce apoptosis in human hepatocellular carcinoma cell lines. The expression of bel-2 and
bax mRNA in the cell was detected by RT-PCR. The PCR products were separated on gel and densito-
metric analysis of bands allow semi-quantification. Results The levels of bel-2 and bax mRNA expres-
sion were reduced and the ratio of bax/bel-2 mRNA was elevated in both SMMC-7721 and HepG; cell
lines treated with 1. 0 mmol/L SNP. The decreased degree of bcl-2 and bax mRNA expression was small-
er in HepG; cell than that in SMMC-7721 cell (P<<0. 05). The alteration time of bel-2 and bax mRNA
expression was later in Hep(G; cell than that in SMMC-7721 cell. Conclusion

human hepatocellular carcinoma cell is correlated with the change of becl-2 and bax mRNA expression and

NO induced apoptosis in

increasing of the ratio of bax/bcl-2 mRNA,
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