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Abstract : Purpose and Methods: Allde gpecific PCR (AS PCR) was modfied to identify the genotype of N-
acetyltranderase (NAT2) . Three mutationsat the NA T2 gene locus, namely , 481 T, 590 A , 857 A were ana
lyzed. We used the method to investigate the frequency of various genotypesof NAT2 in 76 unrelated Nanjing
persons, and the method wastested d . Results: In the population the genefrequenciesof Wt , 481 T, 590 A ,
and 857 A were 0.5723, 0.0395, 0.2368, 0. 1513, repectively. The frequencies for NA T2 mutations were
sgnificantly different from those of Whites, and were smilar to those of Adan populations reported. Conclu-
sion : The prevalence of the genotype asociated with rgpid acetylation among Nanjing people was 82.9 %, and
was proved that the modified AS PCR is usful in acetylator polymorphism studies.
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1. PCR NAT2
Table 1. Allde-specific primer pairsfor amplifying the NAT2 gene

- 5o 2 ori length
rrmer rrmer
P P (bp)
481 ACMI-L ACATCCCTCCAGTTAAC ACMIW-R CTCCTGATTTGGTCCAG 217
(c-T) ACM1-L ACATCCCTCCAGTTAAC CM1V-R CTCCTGATTTGGTCCAA 217
590 ACM2W-L TTTACGCTTGAACCTCG ACM2-R2 TGGGTGATACATACACA 339
(G -A) ACM2V-L TTTACGCTTGAACCTCA ACM2-R2 TGGGTGATACATACACA 339
857 ACM3W-L CCAAAACCTGGTGATGG ACM3R CACTCTGCTTCCCAAGAT 286
(G -A) ACM3V-L CCAAAACCTGGTGATCGA ACM3R CACTCTGCTTCCCAAGAT 286
-30 (94 1 min,56 1 min,72 2 min) 200U mol/L , PCR , 100
72 7 min ASPCR , Mmol/L , ,
53 55 56 58 60
1.4 PCR 10M | 1.5% 3
( EBO.5ug/ ml) , 120V, 1 h, PCR ,
56
Henry :
2 1 mmx1mm I1mmx2mm; dNTPs
2.1 ASPCR dNTPs 40M mol/ L 100M mol/ L ;
NAT2 ASPCR 53 56 ; Taq
PCR ,ONTPs  100M mol/L , 1 x buffer ( ); Tag
1 mm X 2 mm ,ASPCR 0.25 1U 11U 2
dN TPs PCR ,
) dN TPs
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1. PCR NAT2
Figure 1. Detection of nuclectidesat position 481(C or T), 590( Gor A), and 857( Gor A) of the NAT2 gene by use of ASPCR and ge eec
trophoresis. Lane M (A ,B) Molecular-weight markers(PBR322 DNA/ MSP | markers) A: 481 Cand T, 590 Gonly, 857 Gonly B: 481 Conly,
590 Gand A, 857 Gand A.
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2.2 ASPCR 76 (0.72) ° (0.67) © (0.72) 7,
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Table 2. NAT2 ot in 76 unrelated healthy Nanjing subjects as
genoype y TG S 95% NAT2
dated by allele specific PCRamplif ication
genotype No. frequency ( %)
Wit/ Wt 24 31.58 RR
Wt/ 481 T 4 5.26 Rr
Wit/ 590 A 21 27.63 Rr
l ] ’ 1 .
Wt/ 857 A 14 18.42 Rr
J. . . ,1999 ,11(1) :49 51.
481 T/ 590 A 1 1.32 rr 5 N
481 T/ 857 A 1 1.32 rr 3. 1001 8(2) :113
590 A/ 590 A 5 6.58 rr 114.
590 A/ 857 A 4 5.26 rr 3 -
857 A/ 857 A 2 2.63 rr J. . . 1994 ,6(6) :1 3.
Wt , Wild Type (NAT2 dldeslacking mutationsat 481 T, 590 Aor 857 4  Lin HJ, HanCY, Hardy S, et al. Sow acetylator mutationsin the
A) R, functiond dlde: r, defective dlde. human polymorphic N-acetyltranderase genein 786 Adans, blacks,
Hispanics, and Whites: Application to metabolic epidemiology J .
AmJ Hum Genet,1993 ,52(4) :827 834.
r=(39+13x2)/ (76 x2) - , o
. Mrozikiewicz PM , Casocorbi |, Brockmoller J, et al . Determination
=0.4276, Hardy-Weinberg L aw RR Rr and alldic dlocation of seven nudeotide transitions within the ary-
rr ( 3) lamine N-acetyltrangerase gene in the Polish populationJ .  Clin
Pharmacol Ther, 1996 ,59(4) :376 382.

3. 76 NAT2 6 Agundez JA , Martinez C, Olivera M , et al. Molecular anays's of
Table 3. Observed and expected numbers of NAT2 genes in 76 Nanjing the arylamine N-acetyltrang erase polymorphism in a Spanish popu-
subjects lationd .  Clin Pharmacol Ther, 1994 ,56(2) :202 209.

RR % Rr % rr % 7 Aynacioglu AS, Casoorbi |, Mrozikiewicz PM , et al. Arylamine N-
Expected 25 32.77 37 48.95 14 18. 28 acetyltranderase(NAT2) genotypes in a Turkish population J .
Obsrved 24 3158 39 5131 13  17.11 Phar macogenetics, 1997,7(4) :327  331.

) 8 Zidinska E, Niewiarowski W, Boddski J. The arylamine N-acetyl-
X2=0.1777 , P>0.90 , ) ]
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3 &*=0.177 (10) :779 785,
7,P>0.90) , 9  Agundez JA , JimenezJimenez FJ , Luengo A, et al. Sow dlotypic
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on sdisease).  Neurology, 1998 ,51(6) :1 587 1 592.
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