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Fig 2 Effects of e modin on the inhibition of proliferation by ADR in MCF-7 ( A) and
MCF-7/ Adr cells (B) . MTT assay; Emodin 15 pmol* L~ b
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Fig 3  Effects of emodin on the intracellular Rh123 accumulation and efflux from MCF-7/ Adr

cells. ( A) accumulation experiment ; ( B) efflux experiment. ® - ~® Control ; ®* —* Emodin.
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Fig 4 Effect of emodin on the expression of Pgp in
MCF-7/ Adr cells. ® -~ -® Control ; ®* —® Emodin.
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REVERSAL OF MULTIDRUG RESISTANCE BY EMODIN IN CANCER CELLS

Jiang Xiaofeng( Jiang XF) and Zhen Yongsu( Zhen YS)

(Institute of Medicinal Biotechnology , Chinese Academy of Medical Sciences and
Peking Union Medical College, Beijing 100050)

ABSTRACT AIM: In search of antitumor biochemical modulators from traditional Chinese herbal
medicines , e modin has been found to be active. The goal of present study is to investigate the effects of e modin
on the nucleoside transport and multidrug resistance in cancer cells. METHODS: Nucleoside transport inhibition
was determined by [*H Fthymidine incorporation assay. The cytotoxicity to cancer cells was determined by
MTT assay . The pumprefflux activity and the expression of P-glycoprotein were examined by flow cytometric
assay. RESULTS: Emodin was active in the inhibition of nucleoside transport, with an IGs, value of 9.9
pmole L~ ' Emodin markedly enhanced the cytotoxicity of 5-FU, MMC and MTX against human hepatoma
BEIL-7402 cells and partly reversed the multidrug resistance in human breast cancer MCF7/ Adr cells. Emodin
inhibited P-gp pumprefflux activity and reduced the expression of P-gp in MCF7/ Adr cells. CONCLUSION:
These findings provide a biological basis for the application of e modin as a bioche mical modulator to potentiate
the effects of antitumor drugs and reverse the multidrug resistance in cancer cells .
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