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Abstract: The value of MDR reversing agents was studied by detecting the uptake of * Tc™-
MIBI in cells to find simple but effective methods for estimating the MDR of tumor cells and
the effect of reversing agents. 2X10° cells of human myelogeneous leukemia cell line K562
and its resistant subline (K562/D) were incubated with 8 MBq ? Tc™-MIBI, with accumula-
ting with presence of reversal agents cyclosporin A(0. 1-0. 4 mg/L.) and/or verapamil(2. 5-
10 mg/L) at various time intervals were observed. The results were as follows: (DDifferent
concentration of verapamil or cyclosporin A significantly increased the ¥ Tc™-MIBI uptake of
K562 resistant subline, while the uptake of K562 cell line expressing nondetectable Pgp was
not affected. @Combination of low dose verapamil (2.5 mg/L) and cycolsporin A (0.1 mg/
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L) had similar effect on ? Tc™-MIBI accumulation with higher dose of inhibitor lonely. The

results indicated that combination of lower dosages modulators may play same reverse effect

with less side effects.
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