-n —
*1E = J Med Res,Nov 2011, Vol. 40 No. 11

SEHEZES5AE AN AR BREMRER
i 24 1% 3% 1F A bL 3

WA EXwm ot & K o WAA

M E B WEREMERSHEER AN AR 8 EN . E MTT 200 e A FL I I 25 40 gk MCF
~7/ADR HTi 2515 8. FLIRE OB BT Ak MCF -7/ FOTH 25 40 Jig #k MCF - 7/ADR 2% 1 4324 < X IR AL - I ALK [a) e 2 9 53 3% 5 5
B A TR o 2 B T 3R + S () R B8 ) R Y K 0 S [ R B ) BT 2 R + R [l B R PR R A2 H 4L MTT 35 I 40 i
T A JE AT P JO R B A5 T 2 0 R A B T A 6 1 AR I A BT 3R 19 MCF — 7/ ADR 20 g Bk 76 A 7] 9 B2 /4 75 A 25
EWERWE AT, AN ERkE, %8  (1)MCF -7/ADR 41 Mk BT 2545500 12,13, (2) % T MCF -7/S 40 g
B, R IR R IR R A BT 25 0 H A5 K9 1o (3) X T MCF - 7/ADR 40 bk, 10wmol/L R A il FT %5 3 1) 1C,, 2 [
(P <0.05) BHEAHHCN 1.6, I HLE A e B 0 3, 15, 32 7 W AR , 530 2 A B0A 32 7 4% 8 09 78 355 1 ool /L 35 A 2 3% 40 Bl 45 3% 7Y
1C, AR (P <0.05) Wi 580 1.6, 3 ELREE MR BE RGN, 1C5, 2B W B AIG , 0 e A5 oA B g v iy 4 %50 (4) 10 pumol/ L Y B
3R A FI L wmol/L B FR WAEE 2R , T IR 19 m 7L B s W 245 20 M2 #k MCF — 7/ ADR 40 I 1A A B o 32 ik B2, JF LB ik BE A 189 , BT 85 3R
WS, MERENZGYIEMT , EMERANMRAN TG RRERIFMR A S, Fit HNEREYF MCF -7/ADR 4
JEL Bk Yt 25 1, HBCRB LR A 4.

XER O FINER HERA LME WA EK%

Comparison About Reverse Effect of Rapamycin and Cyclosporine A on Multidrug Resistance of Human Breast Cancer Cell. Shen Xiang-
di, Fan Xingli, Qiu Rong, Chen Jian, Liu Dandan. Zhejiang Medical College, Zhejiang 310053 , China

Abstract Objective To compare the reverse effect of rapamycin and cyclosporine A on multidrug resistance of human breast canc-
er cell. Methods The drug resistance fold of MCF —7/ADR was detected by MTT. Human breast cancer cells MCF - 7/S and MCF -7/
ADR were separated to some groups respectively. In control group, ADM of different concentrations were added,and in experiment group,
besides ADM of different concentrations, rapamycin or cyclosporine A of different concentrations were added,and in blank group, nothing
was added. The inhibition rates were detected by MTT, then IC, and reverse fold were calculated. Rapamycin or cyclosporine A were
added to MCF —7/ADR with ADM, then concentrations of ADM in cells were detected by immunofluorescence. Results (1) The drug
resistance fold of mef —7/ADR was 12.13. (2) For MCF - 7/S, the reverse fold of rapamycin and cyclosporine A were 1. (3)For MCF
-7/ADR, cyclosporine A (10pumol/L) and rapamycin (1wmol/L) could decrease IC,, of ADM significantly. And as the concentration
increasing, 1C50 decreased, and reverse fold increased. (4) Cyclosporine A (10pumol/L) and rapamycin (1wmol/L) could increase the
concentration of ADM in MCF —7/ADR cells. With the increasing concentration of drugs, the concentration of ADM in cells increased.
The concentration of ADM in cells with rapamycin was higher than that with cyclosporine A of the same concentration. Conclusion Ra-
pamycin could reverse the drug resistance of MCF —7/ADR, and had better effect than cyclosporine A.
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