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Abstract ; Glioblastoma is regarded as the most common and the most malignant form of brain tu-
mor,with the heterogeneity of morphology,genetics and gene expression. Currently its standard
treatment is extensive surgical resection,followed by adjuvant radiotherapy and chemotherapy.
However, most of glioblastoma will recur in a short time and become resistant to the treatment due
to its heterogeneity. Based on recent progress of genetic and molecular mechanisms,we have a
better understanding of the pathophysiology and classification of glioblastoma. This review high-
lights its pathophysiology , histopathological classification,molecular classification, clinically rele-

vant genetic changes and possible pathogenesis.
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Table 1 Some common mutations in glioblastomas

CarsPEl 2 Rt gliobll):sl:;ﬁ (%) ghoiti:z;i?;y (%)
LOH 10q Mutation® 70 63
EGFR Amplification®® 35 8
TP53 Mutation® 30 65
PTEN Mutation® 25 4
IDH Mutation!"! 5 80
MGMT promoter methylation'™ 42 79

LOH :loss of heterozygosity , EGFR :epidermal growth factor receptor,
TP53 : tumor protein 53 ,PTH : phosphatase and tensin homolog,IDH :isoci-
trate  dehydrogenase ,MGMT : 06-methyl guanine-DNA (deoxyribonucleic
acid] methyltransferase.
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