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Examination of mechanism of multiplicity in the glial tumor using detection of codon 72 poly-

morphism in the p53 gene.
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Summary - Mechanism of multiplicity in the glial tumor is still unknown. The p53 gene has been im-

pliceted as a tumor suppressor gene and abnormality of this gene has been reported in many human

ghial tumors. Codon 72 polymorphism in the p53 gene can be detected by digestion of polymerase
chain reaction-amplified DNA using allele-specific restriction endonuclease (PCR-RFLP) .We analy-
zed the DNA from the tissue in the two separated enhanced lesions of Gd-MRI in the same patient us-
ing this PCR-RFLP method and detected loss of the same allele of the p53 gene in each enhanced
area. This result suggests there is a possibility that the two separated lesions originated from same

progenitor cell and the multiplicity of this case resulted from metastatic mechanism.
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