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V60-2A6F 5'-GAT CAG ATC TAA AAT GCT GGC CTC AGG GAT GCT TCT GGT GGC C-3'
V60-2A6F- * 5 5'-GAT CAG ATC TAA AAT GCT TCT GGT GGC CTT GCT G-3'
V60-2A6Rwt 5'-GAT CGG TAC CTC AGC GGG GCA GGA AGC TCA TG-3'
V60-2A6Rmut 5'-GAT CGG TAC CTC AGC GGG GCA GGA AGC TCA TGG TGT AGT TTC GTG GGA TCG TGG CAA AGA CCA CGT G-3/
2A6ex]FO~ 1] 5'-GCT GAA CAC AGA GCA GAT GTA CA-3'

2A6ex4R0~ 11 5'-GGA GGT TGA CGT GAA CTG GAA GA-3'

2A6 % 2wt~ 11 5'-CTC ATC GAC GCC CT-3’

2A6 * 2mutt® 1 5'-CTC ATC GAC GCC CA-3'

246 * 3wt~ 11 5'-GCT CCG GCG CIT CT-3'

2A6 * 3mut®~ 1! 5'-GCT CCT GCG CTT TG-3'

2A6E3F! 5'-GCG TGG TAT TCA GCA ACG GG-3'

2A6E3R7! 5'-TCG TCC TGG GTG TTT TCC TTC-3'

S2A6F1 5'-TGG CTG TGT CCC AAG CTA GGC A-3'

2A7F1 5'-TGG CTG TGT CCC AAG CTA GGT G-3'

2Aex7F 01 5'-GAC CAA CAT GCC CTA CAT G-3'

2A6R10-1 5'-GCA CTT ATG TTT TGT GAG ACA TCA GAG ACA A-3'
2A7RI1 5'-GCA CTT ATG TIT TGT GAG ACA TCA GAT AGA G-3'
2A6F47! 5'-CCT CCC TTG CTG GCT GTG TCC CAA GCT AGG C-3’
2A6R4["! 5'-CGC CCC TTC CTT TCC GCC ATC CTG CCC CCA G-3'
2A6ex8F0 11 5'-CAC TTC CTG AAT GAG-3'

2A7ex8F0~ 11 5'-CAT TTC CTG GAT GAC-3'

2A6ex9F 1% 5'-CAC CTA AGG ACA TTG ACG TGT CCC-3'

2A6In9F" %] 5'-AAA AGG AGA TGA CGG CAC AGC-3'

2A6R21° 1! 5'-AAA ATG GGG ATG AAC GCC C-3'

2A6 * 5wt 5'-CCC CAA ACA CGT GGG-3'

2A6 * Smut 5'-CCC CAA ACA CGT GGT-3'

2A6 * 1Bwt 5'-ACT GGG GGC AGG ATG GC-3'

2A6 * 1Bmut 5'-AAT GGG GGG AAG ATG CG-3'

2A6€3F % 5'-TAA CCT GAT CGA CTA GGC GTG GI-3'

2A6€3R% 5'-CAT CCC CAG GCA GAA CGC GC-3’

2A6Kd1F!!7 2]
2A6F3R[17-]
2A6F03!12]
2A6R06 1%
2A6S1F 3]
2A682FH

2A6S3FLS)

5'-CCT GAT CGA CTA GGC GTG GTA-3’
5'-TCG TCC TGG GTG TTIT TCC TTC-3’
5'-CTG ATC GAC TAG GCG TGG TA-3'
5'-CGT CCT GG TGT TIT CCT TC-3'
5'-GAA GAG TAG TAA TAA TAG CAG-3’
5'-AGG GAC ACA ACG AGA CAT GA-3’

5'-GCA CAA TCC TTG AAA GAA GC-3’
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PCR-based genotyping methods for genetic polymorphism of CYP2A6 gene

HU Chun-Song' * , ZHU Wen-Ling’, CHENG Xiao-Shu', SU Hai', LUO Wei', HONG Jun-Yan'
(1. Institute of Cardiovascular Disease , Jiangxi Medical College, Nanchang 330006, China; 2. Department of

Cardiology , Peking Union Medical College Hospital , Chinese Academy of

Medical Sciences , Beijing

Abstract: To review PCR-based genotyping methods for
genetic polymorphism of CYP2A6 gene. Genetic polymor-
phism of CYP2A6 has been found in Caucasians, Oriental
and African-American population, which includes from
CYP2A6 * 1 to CYP2A6 * 12, totally 12 variant alleles.
In this article, different DNA source, primers and restric-
tion enzymes for CYP2A6 genotypes were reviewed. Pro-
tocols for identification of CYP2A6 genotypes with PCR-
based techniques combined with diagnostic restriction en-
zyme digestion such as two-step and one-step PCR-RFLP
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methods have been developed. Besides, methods of PCR-
SSCP combined with RFLP and direct DNA sequencing
are also introduced.
Key words: gene,
PCR; genotyping

CYP2A6; genetic polymorphism;
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