DOI : 10. 13471/j~ crki- j- sun- yat “sen- univ (ed- sci ). 1998 0007

HBE R K24 (Acad T SUMS), 1998, 19(1),23~26 23

‘\ \/_‘ » N,
r [ Y e N AR S A A 1/ 1
H /= N J
ik 22 s i il 32 A 22 A 1
o xR MR FRERE ReE
(L A ER KM B 5 —ERe 2Rl M, 510080 2 & [EWA 4 ZRR A3 HT)
B OE B E P EMRAROBE R | /1 [NADP)H, 1R EEE(NQO L) JEE cDNA fy 609 fi7 4 C—>T
(Cooo T ) RAZ BRI . Toid A JH 5B & g s W - BRI VE A BOK B 22857 (PCR-RFLP) B A/ 1 81 & 1E 5 P I PU%E A

NQOL K:[F cDNA [ 609 fif sy 27454, G558 . PEIUEA NQOL FEF 1 Cooo T M 0.426; FEHF A T oo/ Teoo , Cono/
Co095 Cooo/ T oo L AN B 0.17 0.32 F1 0.51, 538 %45 45 b B D% A NQOL F[H A Cooo T LAY Z MDA

BT AE R,
TR BB R S B B
HES Q317
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Abstract Objective:To confirm the mutation frequency of Cs09>T in exon 6 of NAD (P)H:quinone oxi-
doreductase I (NQOL) gene in Chinese population- Methods : The polymorphism of Céo9™T in exon 6 of NQO1
gene was analyzed in the population of 81 randomly selected Chinese individuals by polymerase chain reaction re-
striction fragment length polymorphism (PCR-RFLP ). Results: The frequency of NQO1 Cso9 T allele was
0.426. The index of genotype Te0s/Te09> Coos/Cooo and Ceos/Ts0s were 0.17 , 0.32 and 0. 51 respectively -
Conclusion: The results suggested that the polymorphism of NQOL Cs09T in Chinese individuals is different
from the Western individuals significantly -
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Fig- 1 Polyacrylamide gel showing amplified and Hinf
I-digested NQO! gene exon 6 f ragments
PGEM-3Ef (1 )/ Hae Il DNA marker (lane 1). The
undigested wildtype homozygous (C/C) fragment is 195 bp
(lane 2)- The homozygous fragment (T/T) digest to yield
119 bp, 76 bp (lane 3,4). The heterozygous fragment (T/C)
digest to yield 195 bp, 119 bp, 76 bp (lane 5)

# 1 NQOUZEH Cow>T fi i ZASHEIHE T (n=81)
Table | Frequencies of the T allele at nucleotide 609 in the
NQO1 locus ( n=381)

Number of Chromosome T allele frequency

Male 86 39 0.453
Female 76 30 0.385
T otal 162 69 0.426

2 NQOL FEA Cow™T o7 i FE KN B ZSMEHRS34ii ( n=81)
Table 2 Frequencies of genotype at position 609 in the NQO1 locus

Genotype Number Frequency
c/T 11 0.51
c/c 26 0.32
T/T 14 0.17
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