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[Abstract] Objective RNAI targeted ERCC1 were used to transfected Xuanwei lung adenocarcinoma cell line XWCLO05 by
lentivirus in order to further investigate ERCC1 gene silencing effect on the cisplatinum sensitivity of XWCL05. We wish this could
be reference for cisplatinum-resistance reversion. Methods Lentivirus contained ERCC1 targeted RNAi were cultured in 293T cell
line and XWCL05 wild type(control) , XWCLO05-neg(blank vector)and XWCL05-RNAi(ERCCI-RNAi) were cultured for further a-
nalysis. Western blot was applied to test ERCCI1 expression in XWCLO05 before and after transfection. After co-cultured with cis-
platinum(concentration 12. 5 pg/mlL)for 48 hours, MTT was used to test cell proliferation and flow cytometry (FCM) was used to
test cell necrosis. Results (1) Western blot showed ERCCI1 expression was significantly lower in XWCL05-RNAi(P<C0. 05) and its
expression between XWCL05 wild type and XWCL05-neg showed no significantly difference(P>>0.05). (2)In MTT test, there was
significant proliferation inhibiting effect in XWCL05-RNAi group compared with XWCL05-neg group. (3)In FCM, the necrosis rate
of XWCLO05-RNAIi was significantly higher(P<C0. 05) than that of other two groups and there was also no significant difference be-
tween XWCL05 wild type and XWCLO05-neg. However after treated with cisplatinum, the necrosis rate of these 3 groups increased
significantly when compared with their counterpart before the treatment of cisplatinum(P<C0. 05) and necrosis rate of XWCLO05-
RNAI decreased the most. Conclusion ERCC1 RNAI lentivirus can effectively silence ERCCI1 gene expression in XWCL05 and en-
hance XWCLO05 sensitivity to cispaltinum.
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