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Effects of survivin antisense oligonucleotide on XWLC-05 cells’
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Abstract: Objective To investigate the effects of survivin antisense oligonucleotide on the proliferation,apoptosis and cell cycle
of the Xuanwei lung carcinoma cells (XWLC)-05. Methods Targeted antisense oligonucleotide survivin was designed and construc-
ted firstly, XWLC-05 were classified into 4 groups: control group, liposome-alone group (lip group), sense oligonucleotide ( Lip-
SODN group) and antisense oligonucleotide group (Lip-ASODN group). Western blot was applied for detecting the expression of
survivin in 4 groups after transfection for 48 h under the same condition. The apoptosis rate (AR) was examined by flow cytome-
try. Results The expression of survivin in XWLC-05 cells decreased significantly in Lip-ASODN group. The AR of Lip-ASODN
was 3.0140.26 on 12 h,7.89=+2.63 on 24 h and 17. 244 3. 92 on 48 h respectively. The AR of Lip-ASODN group was significant-
ly higher than that of the other group (P<C0. 05),and the inhibitory rate (IR) of liprASODN group was significantly higher than
that of other groups also(P<C0. 05). Conclusion The antisense oligonucleotide transfection of XWLC-05 cells will lead to decrease
of survivin expression and this may induce lung carcinoma cell apoptosis and inhibit proliferation at the same.
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