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Expressions of HMGB1 in Human Gliomas and Their Significances with Pathological Grade. Liao Feng, Wang Suinuan, Zhang Yi, et
al. Department of Neurosurgery, The Second Hospital of Shaoxing, Zhejiang 312000, China

Abstract Objective To explore the relationship between the gene and glioma. by detecting the expression level of HMGB1 gene in
human glioma tumor tissue. Methods Real — time quantitative reverse transcription PCR was performed on 42 glioma surgical specimens
and 20 normal brain specimens. Statistical analysis was used to interpret the relationship between the expression and glioma. Results
HMGBI mRNA expression level in glioma was significantly higher than that in normal brain tissues( P <0.05) ,but there was no signifi-
cance statistical difference between the expression of HMGB1 mRNA in gliomas of grade [ - Il and that in gliomas of grade Il - IV (P >
0.05). Conclusion HMGBI mRNA is highly expressed in human gliomas, which may play an important role in the oncogenesis and
progression of human gliomas.

Key words Human glioma; HMGB1; RT - PCR
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