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Abstract  P5 gene DNA of 7 cases of 8 hepatocellular carcinomas (HCC) with positive P** muta-

tion (Guangxi Sciences,1995,2(1):55~57) were detected by and proceeded for PCR-SSCP analy-
sis and DNA direct sequencing. 7 HCCs showed a single point abnormality at position 3 of exon 7
codon 249. One showed a microdelection at position 3 of codon 249 leading to a frame shift, other
six showed two bands for mutants T & C at the third base of codon 249, leading to a G—>E poly-
morphic mutation form. No other mutation was in exon 5, 6, 8 and 9. There may be more other
factors besides aftaloxin B, for these polymorphic mutations. Nanning prefecture could be confirmed
as a third area in the world with mutational hot-spot at codon 249 in the P* gene in HCC.
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Fig.1 Sequencing autoradiogram of P% gene mutations
in hepatecellular carcinomas l_n 4 cases from Nanning prefec-
ture.

as by oy d HIRPRE, ACCT HMEAIE. =ML
FEX7.249 REBBEH 1 1. & LRI IER S AGGCCC. B
i a AG - CCC, B3 frmER, HNHHk3 TMBEHL—
A EEME L EMNSEE TH. b, o, d 3 FFEN AG ECCC’
318 %E T —1MXE. The panel (a) shows the microdelec-
tion of the third base at codon 249 leading to a frame shift mu-
tation, detected in‘tumour of patient (a). The other 3 panels
show the point mutations at codon 249 at the third bases,
formed G to T & C polymorphic mutations in tumours of pa-

tients (b, ¢ and d).
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