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Apoptosis induced by BH3 in H1299 cells
Li Zhongxin  Zeng Xuehui
(Shenzhen Hospital Af filiated to Guangzhou Traditonal Chinese Mecical University ,Shenzhen Guangdong 518033 ,China)

Abstract: Objective To study the effects of BH3 on human NSCLC cell lines H1299 and its mechanisms. Methods The ex-
pression of apoptosis associated genes Bel-2,Capase 3 and Bel-xI. were observed by RT-PCR. ; The direct measurements of caspase
3 and 9 activity were made using colorimetric protease assay kits; MTT assay and weighing the tumor were applied to confirm the
inhibition effect. Results Analysis of gene expression showed that BH3 induced caspase-dependent signaling pathways of apoptosis

and inhibited Bel-2 and Bel-xL. gene. Direct measurement of caspase activity showed that the degree of activation of caspase by BH3

was significantly higher when compared with control group. After treatment with BH3 (10M,100pM and 1000M) , inhibitory

effect on the transplanted H1299 was observed. The IR was 43. 85% % .54. 92% % and 59. 02% . respectively. Conclusion

BHS3 can

inhibit the growth of human NSCLC cell lines H1299. . Inhibiting the excessive expression of bcl-2 gene ,Bcl-xI. gene and facilita-

ting the expression of caspase 3 to promote apoptosis may be one of anti-tumor mechanisms for BH3 in H1299.
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