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[Abstract | Objective To study the mechanisms of the drug resistance of DN A mismatch repair (MMR) deficient color-
ectal cancer (CRC) HCT-116 to 5-fluorouracil (5-Fu).Methods MILH1 deficiency HCT-116 cells were transfected with peD-
NA3.1-MLH1 Vector .The expression of MLH1 was detected by Western blot .The change of resistance against 5-Fu was ex-
amined by detecting the cell viability with CCK-8 kits .The expression of CD133 (cancer stem cell marker ) and CK8 & CK20
(cell differentiation marker ) were detected by flow cytometry .Results Comparing to HCT-116 control group ,the viability of
HCT-116 cells was markedly decreased ( P<<0.01) after stable expressing MLH 1 ,accompanied by the down-regulated expres-
sion of CD133 on the cell surface .Moreover ,the up-regulation of cell differentiation marker CK8 and CK20 was observed in
HCT-116 cells with stable expressing MLLH1 .Conclusion Our data indicated that the expression of MLH 1 was associated with
down-regulated CD133" stem-like cells in colorectal cancer HCT-116 with MLH1 deficiency .Therefore ,CD133" stem-like cells
may related to the drug resistance of MMR deficiency tumor .This study provides a possible theory to explain the 5-FU resist-
ance in the colorectal cancer patients with MMR deficiency .
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