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[ Abstract]

cancer. Methods

Objective To explore the relationship between c-Kit expression and prognosis of advanced gastric
c-Kit expression was detected in tissue samples from 69 cases of advanced gastric cancer by using
immunochemistry,and its relationship with DMR1 and SSTR2 was analyzed. Survival data of all patients were ana-
lyzed by follow-up. Results The positive rate of c-Kit expression was 24. 6%. c-Kit expression was not related to
gender,age, stage, histological differentiation, and nerves and vessels involvement, but was related to MDR1 (P =
0.049) and SSTR2 (P=0.013) expression. The median overall survival of c-Kit negative patients was 13. 8 months
(95% CI : 11. 8—15. 8 months) , while the median overall servival was 12. 5 months (95%CI:9. 58—15. 42 months)
in c-Kit positive patients,and the difference between the two groups was significant (P=0. 049). The median overall
servival of c-Kit negative and positive patients at stage [ A were 26. 1 months (95% CI; 15. 36— 36. 84 months) and
12. 5 months (95% CI; 7.51—17. 49 months) ,and the difference was significant (P=0. 04). Conclusion

pression might be related to survival of patients with advanced gastric cancer and could be a potential therapeutic tar-

cKit ex-

get,which should be confirmed by further investigation.
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