P

=2-3¢1

W3 OP-C-003

ATM 3 AhR f3AA B3 gdo] it Lo viAE 4
Genetic Polymorphisms of Ataxia Telangiectasia Mutated (ATM) and Aryl
Hydrocarbon Receptor (AhR) and Lung Cancer Risk
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B4 repair ¥ ¥ ASHSH Ao #oists ATMI PAHs 9] thAlol]l #edd AhRY Faa o34 2 1
haplotype©] H@'EAol] v]AE FFE Lax sl

W A3 YolZ 1:1 matching § BIYER 650H T AR 650Wel TxPAL AHsln, o]ZHE DNAS
23 3 ATM 9 AhR #3829 genotypingS AlAEIACE Z 4252 SNP site® M50 sl o]
A JS Yoty ] 93le] SNP500Cancer database® ©]43t%2.™ haplotype-tagging SNP program ¢!
tagSNPs 2} PHASE (version 2.1) program$ Al&31%t}. sighete] 438ke 713 4 U= AAEL A
st FAGR, SFAE, FASA, AAY, A2 A4AG A1 5 AEE5H 4 AHFFo| B HHE £
ZAYEHA

A3} SNP500Cancer database®} tagSNPs programa o]-&3to] ATMZ AhR +3#}2] SNP siteZ MA3 21
Z}zre] {-A=tol thaled 470(rs 189037, rs 664677, rs 664982, rs 664143)2F 37H(rs7796976, rs2074113,
rs2066853)2] siteE AAE 4 AUt MAH 7+ SNPE B3 23} rs 6641432 4% GG genotypedl] nv}3}
o] GA == AA genotype® 7FA 39 OR7} 1.694 (CI, 1.240, 2.314)F #HIEA YFd=r}t #-9s5iA sold &
HoFd 1, rs779697621 ¢ GG genotypeo] B]Ete] GA EE AA genotyped 7FA 7Z-$ OR7} 0.786 (CI,
0.618, 0.999)2.2 LA AF=r} FalsA RolA e AT, o]E AME PHASE programol] 483}
haplotype& T4% A%, ¥ F4dA ZF haplotype® X7} case?} controldl|A] #2latA| atolgdg BT
t} (P <.05). diplotype® 7A% Za, ATM 329 rs 189037, rs 664982, rs 6641430] ATG/ATGE 71A]
= 4¢ 2 diplotyped] Hl3le OR7} 0.663 (0.464, 0.94)o.2 S5t HEAd A% BoXE AE g
QI3+ Eo|stAlE ATAQ haplotyped] 22X £938 2ol& B 4 Ytk ATA/ATAE 7IX= H-9+= case
9} control BFoA HAE3H O ATA/OthersE 7HAE v HEFdA AT LHAHAT FA4A M= ATA
haplotype2 #Wad 4 ot E& AhR FRA (rs 7796976)¢] 9 A allele®) protective effect:= FAA}
[AA, OR=0.477 (0.258, 0.880)100 45t vtelit #Hghd Aol loid E73-FHA H4&53H8o] S-S HAF)

1 v Fdo] HYLA UEAQ AT YA YA, HT FHE 2<lo] HWAA AW gL 7]
Aohke HuEol AEHD ok ATMES & 9 247y dfidol Bia Hoxlm Ae fFAzE
double-stand break repair 9t olUg} cell cyclingdl® BAE S@A2A HY 5 UE ¢ AME B4l
CUEehg 7b5Ado] aA|Tk oSl 3 SNP = haplotype® #i¢hdAlTie] Ad@Ajo] BH u} ¢luh E3 AhRE
2ale) FA 849 PAHsY metabolismol] #HAE F-322 F2 AMYgollA] o] FAzLY] &F SNPHe] A+ 5o
oL} allele frequency”/F U7 Yo} #Hgdate] #@Mo] Az A7EHA Eaqich T2 o] F #37
o et FAaF ©}¥A L haplotypeol TUUY) HYAA HEE H43}e 7ok Y AdE A F dg A7
o glo] AZE o] B oz Azbdc)
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