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Abstract: [ Purpose ] To study the influences Stathmin-1 on p53 protein expression in Hela cells
and the role on cells proliferation. [ Methods ] Short hairpin RNA(shRNA) targeting Stathmin-1 was
designed and lentivirus carried the shRNA infected Hela cells as interference group. Control group
cells were infected with lentivirus carried negative fragment. After recombinant lentivirus infected
Hela cells, MTT assay was used to detect the status of proliferation. Western blot was used to ana-
lyze p53 protein expression. [Results ] With STMN-1 silencing, MTT assay results suggested Hela
cells proliferation was suppressed obviously in interference group compared with control group (P<
0.05).The p53 protein expression in interference group was decreased (P<0.05). [Conclusion ]
Stathmin-1 expression can influence p53 protein expression in cervical Hela cells. Silencing Stath-
min-1 can restrain cervical cancer cells proliferation.
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Figure 2 Green fluorescent protein expression in Hela cells infected with lentilvirus (x100)
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Figure 3 Western-blot detection of p53 expression
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