Sniffing Out the Carcinogenic Spy: The Identification of p53 and PTEN Mutations in Glioblastoma
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Abstract Discussion
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COVID-19 and time limitation, this part is not fully characterized.
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6(99%) | 2119%) by inhibiting this mutation are essential. R278Q/W/L, which had 100% deleterious in the
samples in which the mutations were discovered, is an exceedingly fatal mutation that
requires further research into therapeutic strategies to combat it.
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Background

< Glioblastoma (GBM) is an aggressive (grave IV) malignant brain| . R GBM. % As seen in the databases, no specific mutation in PTEN prevailed as the most common or
tumor in adults, causing increased intracranial pressure, resulting| - | : | ], the most fatal. However, the mutations were concentrated in exons 5-7, indicating the need
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It is the MOST COMMON primary malignant brain tumor with S growth and survival, could provide more therapeutic methods in battling GBM (Dillon &
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