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ABSTRACT Objective: To investigate the effect of IGF-I on the apoptosis rate and the expression of survivin through the signaling
pathway of PI-3K/Akt in colon cancer cell line SW480. Methods: The experiment was divided into three groups: not-added IGF-I blank
group ,added IGF-I stimulate group,added IGF-I and the specific inhibitor LY294002 block group, detected the specific inhibitor
LY294002 could inhibited the signaling pathway of PI-3K/Akt(Western blot was used to detecte the expression of P-Akt of three groups);
Western blot and cell immunofluorescence were used to detecte the expression of survivin protein of three groups; SW480 cells prolifera-
tion was measured by MTT assay. The apoptosis rate was analyzed by flow cytometry ( FCM). Result: When the signaling pathway of
PI-3K/Akt was inhibited by specific inhibitor LY294002, the expression of p-Akt and survivin proteins were obviously lower than the
IGF-I stimulate group (P<0.05); MTT showed that SW480 cells proliferation was significantly inhibited after the signaling pathway of
PI-3K/Akt was inhibited (P<0.05),The flow cytometry indicated that the apoptosis rate of SW480 cells could markedly upgrade(P<0.05 .
Conclusion: IGF-I could induce survivin expression through the PI-3K/Akt in colon cancer line SW480, then lead to the inhibition of its
apoptosis.
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