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Abstract

AIM: To evaluate whether SB203580, a p38MAPK
inhibitor, reduces resistance of colon cancer HCT-
116 cells to doxorubicin and to explore possible
mechanisms involved.

METHODS: Doxorubicin alone or in combination
with SB203580 was used to treat subcultured
HCT-116 cells. After treatment, cell growth was
determined by MTT assay, and Akt and p-AKt
expression was detected by Western blotting.

RESULTS: Either doxorubicin or SB203580 in-
hibited HCT-116 cell growth, and the latter had a
stronger inhibitory effect than the former (26.60%
vs 33.87%). Combined use of doxorubicin and
5B203580 had more strong inhibitory effect than
treatment with either of them alone (56.04%). Ex-
pression of Akt showed no significant difference
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between cells treated with doxorubicin alone
and those treated with combined doxorubicin
and SB203580, while the phosphorylation of
Akt was significantly higher in the doxorubicin
group than in the combination group.

CONCLUSION: The p38 MAPK inhibitor
SB203580 could block the Akt signaling path-
ways and increase the sensitivity of colon cancer
cells to doxorubicin.
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