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Effect of MDR1 Gene Silencing on Adriamycin Sensitivity of Breast Carcinoma Multicellular Spheroids by RNA Interference. Zheng Qin-
gling, Gu Donghua, Ping Jinliang, Zhu Rong, Chen Qi. Department of Gynaecology and Obstetrics, Huzhou Teachers College , Zhejiang
313000, China

Abstract Objective To investigate the role of MDR1 gene expression in drug resistance of multicellular spheroids of breast carci-
noma to Adriamycin( ADM) by RNA interfering technique. Methods MCF -7 multicellular spheroids were obtained from liquid overlay
technique culture. MDRI1 - targeted small interfering double — stranded RNAs ( SIRNA) were introduced into MCF — 7 cells by lipo-
fectamine. Adriamycin resistance was detected with trypan blue exclusion testing. MDR1 mRNA and MRD1 protein levels were determined
by reverse transcroption — polymerase chain reaction( RT — PCR) and Westernblot, and Adriamycin accumulation in MCF - 7 cells was
tested by fluorescence spectrophotometry. Results Compared with monolayer cells, MCS showed lower cell inhibitory rate and ADM ac-
cumulation in cells after ADM exposure for 24h, and both mRNA and protein level of MDR1 were elevated in MCS obviously. RNA inter-
ference markedly inhibited the expressiong of MDR1 mRNA and protein, and enhanced the intracellular accumulation of andpartially re-

stored sensitivity to ADM in MCF —7 MCS. Conclusion Breast carcinoma MCF —7 multicellular spheroids induced resistance to ADM.

RNA interference to target MDR1 gene can partially restore sensitivity to ADM in MCS.
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