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The expression and their clinical significance of P16 and survivin protein in gliomas
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Abstract: Objective Explore P16 and survivin in the brain tissue of gliomas expression and clinical significance. Methods Ac-
cording to Kernohan level 4 classification, 96 patients with glioma were divided into [ level 26 cases, || level 32 cases, [l level 28
cases and [V level 10 cases,and 12 cases of normal brain tissue as control group,using immunohistochemistry S — P method to de-
tect P16 and survivin expression. ResultsIn normal controls and glioma group,P16 ,survivin positive expression rates were 91. 7%,
0% and 53.1% ,58. 3% ,both comparative difference was statistically significant (P<<0.05). T , [ , Il . IV level glioma P16 protein
in the positive expression rates respectively were 80. 8% ,59.4% ,32. 1% and 20. 0% ,but survivin positive expression rates respec-
tively are 38.4%,53.1%,75.0 % and 80. 0% ,both comparative difference was statistically significant (P<C0.05), [l , IV level of
gliomas P16 positive expression rates were obviously lower than that of | and || ,but survivin positive expression rate was obviously
higher than that of [ and [[ (P<C0. 05). P16 protein expression was negatively correlated with survivin protein (r= —0. 415, P<Z0.
05). Conclusion P16 protein expression flaw and excessive survivin protein expression is closely related to malignant glioma de-
gree.they may play the occurrence and development of synergistic action.
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