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Fig 1 Schematic diagram of designing the
primers for analysing the point muta-
tion at codon 12 of c-Ha-ras gene
Hpa I (A) is the control cleavage
site; Hpa I (B) is the position of
codon 12
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Fig 2 Schematic diagram of analysing the point
mutation at codon 12 of c-Ha-ras
The amplified region spanned 157 nu-
cleotides. Amplified normal codon 12
fragments were cleaved twice with the re-
striction endonuclease Hpa ¥ /Msp I.
The amplified fragments mutant at either
of the first two nucieotides of codon 12
were cleaved only once with Hpa I /Msp

I at control cleavage site
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A study on point mutation of ras oncogenes
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Abstract

It is known that no restriction endonuclease cleavage site exists at 12 codon in

N-ras gene and at 12 and 13 codon in K-ras gene. Amismatched base was incorporated at the 3’

end primer to creat a kind of restriction endonuclease cleavage site.

us to analyze the point mutation of the above mentioned codons with

Then it was possible for
the

polymerase chain

reaction-restriction fragment length polymorphism. In this paper,the study of the point muta-

tion at 12 and 61 codon in ¢c-Ha-ras,at 12 codon in N-ras,and at 12 and 13 codon in K-ras was

reported.
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