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Abstract: Objective To investigate the expression of heat shock protein 90 (HSP90) and Polo-like kinase 1 ( PLK1) in
gliomas and their correlation with pathological grade. Methods  From January 2014 to December 2018, glioma tissue
samples of different pathological grades from 145 patients with glioma and 10 normal brain tissues from non-tumor patients
were collected,and all the tissues were detected by HE staining. The expression of HSP90,PLK1 and Ki-67 were detected
by immunohistochemistry, and the correlation between HSP90 ,PLK1 and pathological grade of glioma was analyzed. Results

The expression levels of HSP90,PLK1 and Ki-67 in glioma were significantly higher than that in normal brain tissue (all
P <0.05). Ki-67 was not expressed in normal brain tissues,but the positive expression rates in grade | /I , Il and IV of
gliomas were 39. 13% ,69.39% and 86. 00% ,respectively (P <0.05). HSP90 was weakly positively expressed in 2 cases
of normal brain tissues. The high expression rates in grade /1, Il and IV of gliomas were 36.96% ,69.39% and
50. 00% ,respectively (P <0.05).PLKI] was negatively expressed in normal brain tissues,and its high expression rates in
grade [/, and IV of gliomas were 47.83% ,83.67% and 90.00% , respectively ( P <0.05). Conclusion The
expression levels of HSP90 and PLKI1 protein in gliomas ware positively correlated with their pathological grades and are
closely related to the prognosis of gliomas.
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