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Enhancing Sensibility of Ovarian Cancer Cell Line SKOV3 to Paclitaxel by Inhibiting Gene
GSK-3p with RNA Interference
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Abstract: Objective To consrtuct the specific short hairpin interfering vector of gene GSK-38 and study
its suppressing effect to understand mechanisms of enhancing sensibility of ovarian cancer cell line SK-
OV3 to taxol. Methods Design and construct specific short hairpin interfering vector of gene GSK-33
and transfect it into SKOV3 cell line for screening stable cell lines. Detect RNAI suppressing efficacy u-
sing RT-PCR and Western blot. Compare the different apoptosis ratio and cell sensibility to taxol before
and after interfering gene GSK-38 by FACS. Results The interfering vector pGSK33-shRNA was con-
structed successfully. The expression of mRNA and protein of gene GSK-38 in stable cell line transfected
with vector pGSK3p-shRNA was obviously lower than that in cells before transfected by RT-PCR and
Western blot. Moreover, FACS results demonstrated the apoptosis ratio after 24h treatment of taxol was
obviously increased and sensitivity was better in cells after transfected than before with significant differ-
ence(P<{0. 05). Conclusion The constructed vector pGSK33-shRNA had a specific and high effective
inhibiting effect on gene GSK-3B. It could enhance the sensibility of ovarian cancer cell line SKOV3 to
taxol and promote tumor cell apoptosis by inhibiting gene GSK-38.
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Figure 1 The intensity of green fluorescence detected by FACS
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Lane 1:SKOV3 cells; Lane 2: SKOV3 transfected with neg-
tive plasmid; Lane 3:SKOV3 transfected with pGSK33-shR-
NA plasmid
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Figure 2 Expression of GSK-3p mRNA in different cell
lines detected by RT-PCR
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Figure 3 Expression of GSK-3p protein in different cell
lines detected by Western blot
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1:SKOV3 cells + taxol; 2: SKOV3 transfected with empty
vector plasmid + taxol; 3: SKOV3 transfected with pG-
SK33-shRNA plasmid + taxol
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Figure 4 Apoptosis ratio in different cell lines
with different concentration Taxol tested by FACS
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