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Abstract: Objective To study the effects of oxymatrine on the sensitivity of vincristine (VCR)-resistant
human colon cancer cell (HCT-8/VCR) lines to the chemotherapeutic drugs and to study the potential mecha-
nisms involved. Methods MTT assay was used to detect the proliferation of HCT-8/VCR cells inhibited by
oxymatrine, and to identify the multi-drug resistance of HCT-8/VCR cells and the drug-resistance changes of
HCT-8/VCR cells after administration of oxymatrine. The morphological changes of human colon cancer cells
were observed with an inverted microscope before and after administration of oxymatrine. The expression chan-
ges of ABCB1 mRNA were determined by real-time PCR, and Western blot assay was used to detect the ex-
pression changes of P-glycoprotein (P-gp) before and after administration of oxymatrine. Flow cytometry was
used to detect intracellular fluorescence intensity of Rhodamine 123 (Rhol23). Results HCT-8/VCR cells
presented different degrees of drug-resistance to VCR, cisplatin and 5-fluorouracil (5-Fu), and the drug-resist-
ant multiple was 12. 52, 3. 73 and 6. 34, i. e. , multi-drug resiatance. Oxymatrine significantly inhibited the
growth of parental HCT-8 cells and HCT-8/VCR cells with the concentration-dependence. After HCT-8/VCR
cells received treatment with 1 mg/ml of Oxymatrine, 1C;, values of every chemotherapeutic drugs were de-
creased, the reversing drug-resistant multiple was 3. 44, 2. 15 and 2. 04, and the expressions of P-gp and AB-
CB1 mRNA were lower than those of pre-treatment ( P <{0. 05 or P <<0.001), and the discharge of intracellu-
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lar Rhol23 decreased and intracellular fluorescence intensity was strengthened ( P <0, 05).

Conclusion

Oxymatrine can reverse multidrug resistance of human colon cancer cell line HCT-8/VCR, which may be relat-

ed to down regulate the expression of P-gp gene and protein and to enhance the intracellular concentration of

drugs.
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6.34,HCT-8/VCR &S R AMEH 48 h J5, &% kT 2y
ICs, I BEAR, 308 e A5 805 5 Ry 3. 44.2.15.2. 04, $&IR
W 2 R ] LU i N85 it 25 40 s HCT-8/ VCR XHbJy
21 22 T 251

ARSI 45 R, HCT-8 40 ffi  ABCBI mRNA
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