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Abstract

AIM: To clarify the influence of mitochondrial
DNA depletion on the multidrug resistance
(MDR) phenotype of human hepatoma cells.

METHODS: The sensitivities of hepatoma cells
to chemotherapy were determined by MTT
method, and P-glycoprotein (P-gp) and MDR
protein (MRP) expression were detected by im-
munohistochemistry. The differences of P-gp
and MRP expression and sensitivities to chemo-
therapeutic druds were comparatively analyzed
between SK-Hep1 and rho® SK-Hep1 cells.

RESULTS: Adriamycin inhibited SK-Hep1 cells
with a rate of 56%, 61%, 72%, and 75%, respec-
tively, at 12, 24, 36, and 48 h, while cisplatin
inhibited them with a rate of 54%, 60%, 77%,
and 81%. However, adriamycin inhibited rho®
SK-Hep1 cells with a rate of 10%, 18%, 20%, and
22%, while cisplatin inhibited them with a rate
of 19%, 20.4%, 21.3%, and 22.5%, respectively, at
12, 24, 36, and 48 h. There were significant dif-
ferences between SK-Hepl and rho® SK-Hepl
cells (P < 0.01). The expression of P-gp and MRP
were markedly higher in rho® SK-Hep1 cells
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than those in SK-Hep1 cells (37% vs 20%, P < 0.01;
33% vs 18%, P < 0.01).

CONCLUSION: Cells with mitochondrial DNA
depletion have resistance to chemotherapy, and
the increased expression of P-gp and MRP may
contribute to MDR of tumor cells.
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