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Study on Peroxisome Proliferator— activated Receptor- Y Activation in Inhibiting
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ABSTRACT Objective: To observe the effects of rosiglitazone( ROZ), a peroxsome proliferator— activated receptor— ¥ activation, in the
inhibition of tumor growth and inducement apoptosis i breag cancer in vitro. Methods: MI'T was used to detect how ROZ inhibited the growth of
MCF- 7, obsewing ROZ how to influence the colony formation of MCF - 7 by colony formation test. After different concentration of ROZ for 72
hours, the moiphologic change of MCF— 7 was seen by Hoechst33342 dyeing; the apoptosis percentage and cell cycle change were detected by
FCM; the effects of ROZ in the expression of Bel- 2 and Caspase— 3 of MCF— 7 were evaluated by Western Blotting. Results: Using ROZ to
treat breast cancer, with a dose— dependence, could inhibit cell growth and colony formation of MCF- 7. The number of cells in G1 phase i
creased and the number of cells in S phase decreased when the concentration of ROZ was 6% 10™ °M and 3% 107 M. Through Hoechst33342 dye-
ing, there were granulochromatin and apoptotic body in tumnor cells after being treated with ROZ for 72 hours, and the number of apoptosis cell
reached 22.05% by FCM. ROZ inhibited the expression of Bcd— 2 and enhanced the expression of Caspase— 3. Conclusion: ROZ inhibited the
cell proliferation and induced apoptosis in vitro, which may be relative to inhibiting the expression of Bcd— 2 and enhancing the expression of Cas-
pase— 3. These results hirt that ROZ is hoped to be the therapeutic drug or aid drug in tumor treatment. PPARY has great potentialities to be new
target of tumor treatment.
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