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Abstract: Objective To investigate the effect of silencing E6-associated protein (E6AP) on the level of p53 protein in
human papilloma virus (HPV) negative cervical cancer cells (C33A cells). Methods The siRNA sequence silencing E6AP
(siE6AP) and silencing control disordered siRNA sequence (siControl) were transfected into C33A cells with the mediation
of Lipofectamine™ 2000 transfection reagent respectively. The silencing effect of siRNA on E6AP and the expression of p53
and cleaved - caspase - 3 proteins were detected by Western blot. Results The levels of E6AP protein in C33A cells of
siE6AP group were significantly lower (¢ = —4. 597, P <0.05), while the levels of p53 and cleaved-caspase-3 proteins were
significantly higher than those of siControl group (1 = 4.533 and 7. 099 respectively, each P <0.05). Conclusion Silencing
of E6AP significantly increased the expression of p53 protein in C33A cells, indicating that silencing of E6AP may restore
the activity and function of p53 protein in C33A cells.
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Fig. 1 Western blotting of silencing effect of siE6AP on
E6AP in C33A cells
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Fig. 2 Western blotting of effect of silencing E6AP on ex-
pression of p53 protein in C33A cells
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Fig. 3 Western blotting of effect of silencing E6AP on ex-

pression of cleaved-caspase-3 protein in C33A cells
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