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Abstract; Objective

acid (RA) after the vector of Fas/RARa fusion gene was transfected into MCF-7 cells. Methods

To study the molecular mechanism of apoptosis of MCF-7 cells induced by retinoic

In the

MCF-7 cells transfected of fusion gene vector pRARE-Fas/RAR alpha and the untransfected MCF-7 cells, after

treated with RA, the cell cycle distribution and the apoptotic rate were measured with flow cytometry, the apop-

totic changes were measured with DNA ladder, the expressions of bel-2, bax and caspase-8 genes were detected
with RT-PCR and Western blotting. Results  After treated by RA, the apoptotic rate and the DNA fragmenta-

tion rate were increased in MCF-7 cells transfected of the vector of Fas/RARa fusion gene. The DNA ladder

was detectable in RA-treated cells. The expressions of bax and caspase-8 were increased but bel-2 decreased af-

ter treated with RA. These changes were of significant difference in pRARE-Fas/RAR alpha transfected tumor

cells than untransfected tumor cells. Conclusion RA and the exogenous fusion gene could cooperate in apop-

tosis of MCF-7 cells, in which the caspases and bel-2 might play an important role in the molecular mechanism.
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