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Fto] akelA] W d S I A7) BiE 28-Sk o] of
Ut tiAkg& A A 257} Elojof oFS fUsHA| Eek. tf#4]
o] s}sk4] HHoHE-2191 polycyclic aromatic hydrocarbon (PAH)-2
phase I3} phase 11 3] k2 AZ7] H=g] phase I &
cytochrome P450 family (CYPs)7} 3+ois}o] &AISHE wlj7jA)91
diolepoxide 5-& &AJ5}+= 1A o], phase 1T 72 glutathione
S-transferase (GST)2} N-acetyltransferase (NAT) 5-¢] 3]s}
Dot Ik EE BEs} A7l Zgolch Phase T oAl
ofsf akela] dhekEdo] BdokE 1l Aot el DNA
adductE %/J5to] DNAS| &4F 9l W05 Yo7 oF2 of7|shH,
SHAC & 2Y3HE QT E-E phase IT tato] oJsf H]2Hd3} &
B & phase 13} phase IT A} £49] EHA % 9] #50] whE DNA
adduct Fof| 2Jsf) F Y] 1A =71 A ETHI,10].

CYPsi= 3o14] oHE210] &35 Wit = ol 114
oA Fa3t FohS 5l W2 CYPs] 554 A(isoenzyme) 7| 2
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Axlom FH o 7 AH a0 7% Aol7 7719
+r 8 CYP1A1= FhHlell E0l%=
PAH F tf 32491 3514 1el2-42l benzo[a]pyrene (BaP)®] tf
Afof| ofstm of2] CYP1AL -7} thago] def A ik A=
CYPIALS] 704} T % 27e] 704 Th& i7stgtid], 5t
LH Mspl AJgHEL4: Q141 9Jo]A19] Tkl sk Mspl A%
R QAN Thlet i WA ATEAS LERRE exon 7
codon 4620]| 42 G-} t}go]c}11,12]. Codon 4622] 8- A} T
-2 adenine®] guanine & = Ho|=THA] CYP1A19] heme AgHH-
Qlof| A isoleucine (Ile)©] valine (Val) 2. & X]|3}+Eth CYP1AL co-
don 462 72} T} 7]R19] -4 Zh=d ko] AvkiAle] o
gk AtollA QIEol whet ARk AutE Hol=d], #HoollA Y&
Qo] 791 wdat <lgho] QT wik1e] ZpolAlE Aol
SlSATH13,14].

GST+= glutathione®] nucleophilic conjugationg Z1lj5}o] 35k
A wok S WEAsaRs E o] ARolAE a p, w0 52)
471A] o] QItH15,16]. GSTM12 ©]5- Muof| 351 benzolalpy-
rene®] Y31 e}l diolepoxide & HIZHI3} A7 = TS o}
] GSTMI 282+ ALY B 71554 allle7} 91 73991 715
allele”} A4~ ¥ 797} =d| 71%5-4] allele7} A4 & 732 GSTM1
54:0] 7]550] glo] Gz} el Q] Shgo] ek B
ks

R ST B DR P EE R EEE B
2 fEIAF-SolF RS o850 CYP1A1 Mspl ARk 4
A1A17-9] tH 7 codon 4629] F-314} HHE, GSTMI 1314} th4
= ol ohSak 2= AaHE ATk (Table 1)[11,12].
SF=9lof| A CYP1A12] Mspl A|gHa 4 Q14 9)0] 5717}
3] B3 = mil/ml (39.6%), m1/m2 (47.9%), m2/m2 (12.5%) %32
TS kAol A19] CYP1AL 314} HE 1232+= m1/ml (31.2%),
ml/m2 (52.7%), m2/m2 (16.1%) = QY gr&0] =8 7o 2 ¢
#4] ma/m2 o] A} tho] W3 o7t qtoLt BAA £
AL ol TR Satol| A CYPIAL Mspl 337} thgo]] ¢
S AMA $)8l == CYP1A1 m1/m1¥} H]w&}o] m1/m2 & m2/
m27} 217} 1,393} 1.63 0. 2 OFF 57kl ot SA1A 0)9)= ¢l
T} GSTM19] 57417} oy Har= g4 229 - GSTMI(-)
(45%), GSTM1(+) (55%)9).01, =7 Hot 5ix}o] AL = GSTMI(-)
0] 53.8%, GSTM1(+)©] 46.2% = YA T Z+40]) H]3l GSTM1(-)0]
R E=okout A o432 flSiTE GSTMI F-4121e] the]
A §18 == GSTMI()®] B3 GSTMI(+)o] 1.50]3{tt.
TR TS 2o 490 AHA e SRS A
CYPIA1 m2/m2 ¥ GSTMI(-) 5] A4 Y8 x 7} 2.664)
o)1l 17k Q159ke] A CYP1A1 m1/m2 ¥ GSTMI(-) Z3F2] A
A S} 26702 212} A - Al SIS M1,
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Table 1. Genetic polymorphism of xenobiotic metabolism gene, alcohol metabolism gene, and DNA repair gene and risk of head and neck

squamous cell carcinoma

Genetic polymorphism Genotype Cases (%) Control (%) OR (95% Cl) Reference
Xenobiotic metabolism gene
CYP1AT Mspl m1/m1 29(31.2) 38(39.6) 1 1
m1/m2 49(52.7) 46(47.9) 1.39(0.74-2.62)
m2/m2 15(16.1) 12(12.5) 1.63(0.67-4.03)
CYP1A1 Codon 462 lle/lle 61(57.0) 68(59.1) 1 12
lle/Val 34(32.0) 42 (36.5) 09(051-1.59)
Val/Val 12(11.0) 5(4.4) 2.68(0.89-8.03)
GSTM1 + 43(46.2) 53 (55.0) 1 1
- 50(53.8) 43 (45.0) 1.43(0.81-2.54)
Alcohol metabolism gene
ADH1B +3170A>G *2%2 108 (48.0) 174 (57.8) 1 29
*1*2 87(38.7) 112(37.2) 1.44(0.88-2.36)
*1*1 30(133) 15(5.0) 1.89(1.23-2.92)
ALDH2 +1951G>A *1*1 152 (67.6) 204 (67.8) 1 29
*1*2 71(31.6) 89(29.6) 1.59(0.91-2.51)
*2%2 2(09) 8(2.7) 0.40(0.11-1.51)
DNA repair gene
XPD +23591G> A GG 235(89.0) 309(90.4) 1 6
GA 29(11.0) 30(8.8) 1.94(0.92-4.08)
AA 0 3(0.8)
XPD +35931A>C AA 232(86.9) 298 (85.6) 10 6
AC 32(12.0) 48(138) 0.98(0.51-1.88)
CC 3(1.1) 2(0.6) 2.68(0.71-10.10)
XPC-PAT -/- 35(47.9) 38(46.1) 1 43
/+ 29(39.3) 33(404) 0.95(0.48-1.88)
++ 9(12.8) 11(13.5) 0.89(0.33-2.39)
ERCC1 C8092A CC 36(54.6) 38(58.2) 1 7
CA 26(39.4) 23(34.3) 1.19 (0.80-3.19)
AA 4(6.0) 5(75) 0.84 (0.51-3.61)
XRCCTR194W (C>T) cC 60(48.4) 101(69.7) 1 5
CT 53(42.7) 39(26.9) 2.65(1.34-5.24)
T 11(89) 5(35) 2.36(1.14-4.88)
XRCC1R280H (G>A) GG 116(83.5) 139(82.7) 1 5
AG 22(15.8) 29(17.3) 1.05(0.47-2.33)
AA 1(0.7) 0(0.0)
XRCC1R399G (G>A) GG 70(52.6) 86(54.7) 1 5
AG 53(39.9) 64(40.8) 0.68(0.36-1.29)
AA 10(7.5) 7(45) 1.22(0.63-2.37)

OR (95% Cl); odds ratios (35% confidential interval).

CYP1A1 exon 7 codon 462 -5- A} t}g) o] H iz = AA} o] Z19]
72 Tle/Tle, Tle/Val, Val/Val -8-80] ZF2} 59.1%, 36.5%, 4.4%S1.©.
], =Kok SR} 2] A= Tle/Ile, Ile/Val, Val/Val 50| 71z}
57%, 32%, 11%5 Val/Val -9-go| AAF | Z 1} v nsho] =75
oF 2ROl A BAIBHA O 2 [-0J5HA| okom A, A 9IAI (-
%, 78 QL) He 7 0 5 Aol 2 BT Aol §
AR O 2 FOf5kA] AEokTh TR Sbto Al CYP1AT exon 7
codon 462 XA} tf ol Of R AT A] 917 = Tle/Tle -3 o] Thsh
A Tle/Val7} 0.9}, Val/Val7} 2.688]12] AFt)4 ¢el=& BQich
CYP1A1 exon 7 tFg o] wh2 F-412F £-82F GSTM19] A<=o]

2 A2 1385 283 A 1F = CYP1AT Tle/Tlet
GSTMI() 2312 7|20 2 51948 ] F2449 S o] Cx-
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8 B4 Gol Lehtl 297} W), ok ol
2] OLN| EYY|3] = (acetaldehyde) 7} £
PALECYEIS]= 7 DNA GH43t
A o2 Zefeh o] AHS Bo) 3t
23], 5 ol ;
DNA adductS BAJ5He] DNA £448 Slstd], w2l
H]8) 2Z2}oj 4] DNA adduct7} Z7FEIThs 7o) otei4 gi}
). T AR OPFY Beto] QI ol gt 87 F o)
EQ3| =7t FH T} efoo] 10-208) 7HEF E& B 2 X5t
T sto] wail v gickos)

A58 ollghE-2 90% ol o] ZtollA] thakEl=d], Al2zde] 9l
= dFZE4 1 A(alcohol dehydrogenase, ADH), Al 2|
(endoplasmic reticulum, ER)f| $J+= 1] 44| o EH-2- AFS1A|(micro-
somal ethanol oxidizing system, MEOS), Z}4F3}-4~ 7| (peroxisome)
ol b= 7heetolA(catalase) 0] Al 7HA] F2E 5-8f tiAHET o]
Al 79- 1 o EL |8 E7F A E o] = dH|s| = g R
(aldehyde dehydrogenase, ALDH)®]| 2J3]] opA|E]o] E 2 Z|& A5}
Hrt2e].

ofghES oM EY US| =2 A= 421 ADH= A 240
At BARA, ofulieAl Qo) Afo|F Hol= o]/ A4
£0] ZAo] wat g] 235h ADH= class I0] ADHIA, AD-
H1B, ADHIGC, class IIo]|*= ADH4, class ITIo]|-= ADHS5, class IV©]|
= ADH7, class VoJl+== ADH6ZE 57]19] classo]] 7712] T} o|AA]
aA2 BeErh o] dass 19] A 7} ADH1A, ADH1B, AD-
HIC G737 4q21-230]) A2 7}7b0] 273}, ADHIBS} AD-
HICS) § 417 thado] Bo] Ah7EieicH2r),

ADHIBOJA 7|52 2. 2 £ Q3F-G-744} T}5-2 exon 39| +3170A >
G His48Arg?ld] 99717} adenine(A)¥ 7-- histidine®] AJAJ =1L
o] BF-E *2 t-R-AA=E 3E7]51L, §717} guanine(G)2! 755
arginine| A= o] A5 11 hPF-HARZ #7]3H} AD-
HI1B *2 the-f-4 2= o] w2 thAHs21S 74 ADHIB*2/*2 -4
A3 ADH1B*1/*1 -S43 o] 135} 2F 70-808), ADH1B*1/*2 &
4ol vl oF 4099) K552 71231 9Jek ADHICHIA 7]
2402 a3 A oFE-2 1le350Vald; Arg272GIn?lH] co-
don 3500{A] valine} codon 2729)| 4] glutamine-& *1 t-3-21%}
2 37]5}aL, codon 3509]|4] isoleucine, codon 2729]| 4] arginine-S-
2 ARk 376 =H] ADHIC*1 s {32k =2 s -4
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Aol vlaf oF 258 2] Atsh5eE 7H] = A O &2 A QIrt28).

T39S Skl A ADH f-3AHe] ®Holo gk A= mjn]
Ao AE- Aol A 17t 9l SRR, ShRIF] 184
o] vk H vk glovt A& A AE2 =tho] 9l
o, 53] ofu|=Ab AHO] H3LE ZeffRithal ¥5|%l ADHIB
+3170A> G His48Arg¥} ADHIC +13044A > G Ile350Val 5212}
thgol sl A7 HsEo] ek AR Re 3h= ¢l 5B A
9 SHAE 290, A4 Tl 3588 S 4RO 2, 2 Hol o]
£-5}0] ADH1B +3170A > G His48Arg %A} t}&-& TagMan
assay] 0 &2 B39 o, th-33} 72 A7HE ASITH(Table 1)
[29]. ADH1B +3170A > G His48Argo]| 4] ®o] tg--4z}2] G o
AR Rle= 27.5%%1 01, AA, AGLF GGE 37H4] 414+
O Q1 te= SRRk} 2ol Al 22 48.0%, 38.7%, 13.3% X 57.8%,
37.2%, 5.0%ATE AA AR LS 7)1F0 2 39S 1] AG, GG &
RG] FAFHPA ZUE0] AR e 212 1.44 (95% 4l
ZT7H=0.88-2.36), 1.89 (95% A= 17H=1.23-2.92) 2 GG G- A}
ol SABHA C. 2 FofsiA S7Fsch S STl o
o} 8| 5F-S W] ADHIB +3170A> G2 GG S A AF&ol| A =7
B EIF] AT LT vl T WA S5 vl
A7 A AEFATolNA = FATH O = fofA| ghgkont g
T A= 11.90 (95% AlZ|FE7F=12.65-52.63), TGO A= 4.72
(95% A1=77F=1.54-14.30)2 =LA F7}513ich oo AutE
0] ADHIB +3170A > G His48Arg 344} T} & gh=t] =74 H
HBA| A 2L o] glow Fh=¢l TR AR A e
AYo] TS A= EAE T AR E 4= 9
O 82 AbRETH29). ob&e AT &l whek 56t
ADHIB +3170A> G 5734} th3o] whe 77 FHBA| Zo59
AN 130, ALg ARk} G FERol| A FofsHA| aLAkR|7F STt
skt o] AMEE oI5 AL thgo] U thAke) TEisto]
o5 F41A} o] Ut AL 40| S]] JFS vIAH =
ZAR-HPA ZEE] RS STt 7S ARtk
ARtk

ALDH: 17714]9] o|aA] @47} Hha|A] Q)i o]& ALDH27}
o17tol| A L3 = thAke] F5 & 40|tk ALDH2 +1951G>AQ)
AR} tFgol| 9J3) glutamate (GLU)7| lysine (Lys) & 2 2|35 =
o] ARl A 7421 55 1TA] Aol 24
T2} glo] LBl =E Eelld o] glom, o= Qlsl SFEEE,
19 5-0] F ol Y& 4317} ol#iTH30). ALDH2 +1951G> A
oA A R 2] W= ARelof] Hlsl -5 lof| A Bl t
S 0 2 AdeA] Qlet31).

AR ghare) EAR AN 2} EA}o) 4] ALDH29] +1951G>
A Glud87Lys -4} 1} S B A15191=T), ALDH22] +1951G>A
Glu487Lysol| A GG, GA®F AAS] 371A] -4 O] Hlte = 2
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T} o 2ol A ZH2) 66.2%, 32.3%, 1.5% X 68.4%, 28.6%, 3.0%3.0-
1, GG AR S 7IE0 2 81%ke W] GASF AA A9
ZR A 32E0] A SIF = 7k 161 (95% AlE] L7 =0.95-
2.73), 0.61 (95% A& 77+=0.23-1.59)2 A2 0 2 Folgt 2}
O] Ho|2| Q¥QITh(Table 1). F3H ALDH2 +1951G>A §-414} tf
B S TF A FAol whef Bl askels o SASH o= f-o%t
ZFo7F AATH29].

3. DNA =M [FFX}

QI7F} A= TheFRE @ S0 eEElo] glow 2, T4
O & FoF Hh=th shol| g Al T ©F 10,000712] A7 17} &4
Eo] A7 H7L HAgsh =t o] 10° 2| LE =T 15719
7157 A== AIo|th DNAY &4 3lel4] ol ¢,
A2 5354, Ae] Aofut WA 2R 214 gRlofut 938 ¢7]
A8k EA| 0.5, B/daka 22 WA alof Qs dojuA =m,
DNA &/J0] Yojub DNA B+t H 25 Foff B HAL; 5+
7ol B E40] Sl e AFA O R AL AENES T
&ff Al APEAHapoptosis)ol] o] 2A] &=, o]t H 2 of|
A7 EAYsHE 79 HI7H 2] E4Ho|E Y oA oMdEato
PR 4= QlT}{32,33].

DNA E-10] AJ2R2 94 A| 5715 STH6k
50| DNA &+ Z 25 Z4J3}A]7]3L, DNA 5
el S92 o] 5A171H, HAF RH-S E/d3H AlXITE o] ZHoljAf
Fo] ZHe Z-9-olli= A2 489] 35S F-=51 Hrk DNA
T 2= T Ao] et A 72| 28 = EA| H-(nucleo-
tide excision repair, NER), ¢47] AA]| £ (base excision repair,
BER), 0] A0l x| &L (mismatch repair, MMR), %7}= DNA St
£ (double-strand DNA break repair) 2] 471X| 2 B2 5|0, o]o]
s Tl = 1300] 71A)7F deA ik w2 2B = A
25 2L o 3770 SAAPH pofstel YEAel SRS
ERCC1, ERCC2/XPD, ERCC4/XPE 50| QJt}{34]. ¢17] AA] B2
L o 40e] 7H119] §A1A} Tholste, thEAR] §AHE XRCCH
o gJeHas). mlAnj) B Az oF 267)e] A B
DNA AJgollA] o] 1440 2 25 mAjofz] 1y 2 o]
5 w5k, hMSH2, h(MLH1 5-9] {37} hofghe). Ze] v
Ao 8 Ak, BFelE ] Foll Ofel} = 0]57 e DNA
T B ARl Aol wet A s Aol 1S AA
] 300] 7}2]9] G AZ7} Frojw]n o A0 2 BRCA2, XRCC27}
AcH36].

FEE Q= AR B A2 7P e A8 7 24
25 DNA 71 A WAL A AES TP e A= &
A7E oA == Al & zlggo] ] AA} 7] o= i
9] &AM 3] A 7]+= global genome repair (GGR) 2} AA | El=

P o> 4
ox T
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AL F-919) £ARS EAL5]= transcription coupled repair (TCR)
2 R w2 eEE A B A Re BeEEY] U,
intrastrand cross-link, Z}2]41o]] 2]} cyclobutane pyrimidine di-
mers (CDPs), 6-4 photoproduct 52} 752 18- WS- A 7|5}=
oSk gtk w2 QB = HA) B ARe A S 2919
QUA], T EAF F-919] A, A WS gkt 7here] AlA,
A W2 71E P08 4lol St A4 G148 EA,
CHA] B 7] 224 ARshe 1o & ZIsEn 7Y |
2] XPE®} XPC/hHR23B Thilo] 2248 DNA B-9]12 917]aHe 7
© 2 AJtE]=g)| o] thlEo] XPA/RPA E3H4|¢} o] e} t] £
TFIH 53141 E Ed51ck 2% 545 DNA 7143 XPB2F XPD
E3IelE= TFIH S3419] 430 2 213 RNA polymerase 11
ZFet=] A =] 11 TFITH E-3H4| = DNA2] helicase &&= 4] DNA
%5 FA Frh o] ERCCL, XPF E3HAI7F &4 7] AEs
3ff =t ol th7H 27-30 A7 AGo] AAE LY. o] % HA|E
H-2]oflA] DNA polymerase®] 23]} EA4|7} Lofif ligase 0] 2]
s s,

XPD2] helicase 2H-8-& 5'0]|A] 3" v}gko & ojuby XPD th=
o2 7 AT 7} o o) TRIIH =314 9] 44-kD subunit
9] 236 amino acid N-terminal¥}2] A} 282 E&) 71 EA= 7}
10044} ZSHEITE. In vitro S50l A Ho|E XPDE 36} TFI-
IH 2304 DNA RASPEE e 4] ggkor} &4
DNA9| ¢}50] AA|7} F a2 2He1skal XPD2 helicase ¢j2to]
DNA E-o]] F-03t A8k gl Zlo] 1% GIrt. TFIH £t
A& AAL RNA polymerase II, transcription activator, RAR E+=
ER5-9] nuclear hormone receptor 52 2143} A|7]+= cdk-activa-
tion kinase (CAK) &3] ot} 38]. whehA XPD 8-##}9]
ol Bt A=, HAR A ZAFEAL 2ol Aol S s o]
T ol S STTS SUBIT opyEpe] W] 7joat
= Utk XPD A A= 19q13.3¢f] $]%]5hH 2371129] exon & 2 o] F
oA QlaL 54.3 kb2 =7l AA7RA] of 177]19] @ &7] T
o) 22 9

XPD §1704} ch2} DNA &4 27 S240] el gol et o
& TLof| A XPD exon 102] codon 3120] $]X|3}= +23591G >AZ2]
Holo]| oJf aspartic acid (Asp)7| asparagine (Asn) 2.2 X|3}He| =
7329} XPD exon 232] codon 7519] Y&|5}+= +35931A> C2] B
o]o] &J&] lysine¢| glutamine (Gln) 2.2 2| 2H]= 73 DNA £+
ol FFS vAl= A2 B 1 EIk Lunn 5391 XPD co-
don 7519] o] 7} XAl ZAko] 15k DNA 4Ak0] 872 714:4]7]
thal B30 519 0, T} K 110)| 4= XPD Asp312Asn®} Lys751GIn
o] I DNA 51582 ZHA A 1Tkl 513ITtH40).

FECS oA = XPD 412} thadof] T HH O] A7} Al
4| Sturgis 5-[41]<> ERCC1 8092CC¥} XPD codon 3122] +23591G

Horr oo
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e 73

> A SR} kS B Astel Z42be] A} Tl e AN

w0} ghero] glAe i 0] 913 S AR S
7HA| 1L Ql= Z42(ERCC1 8092CCL} XPD 23591 GA/AA)o = AF
SR 178 (099-3.17) AR HBA EE] 9] 27}

o
N
1o
i)
oZ
o
jui)
=

f

A2 Tl T EHE A 2R St 2907, A iRt
358 Al 2, Wz Yollg o]-8-51¢] single base extension
(SBE)H.© & XPD +23591G > A, +35931T > G S-7A} o} 2l n
A B4 =), XPD +23591G> Ao 4] GG, GA2} AAQ] 3
7HA| AR Y] Wl SRRk TRl A 212} 89.0%, 11.0%,
0% 2 90.3%, 8.8%, 0.9%] 2™, GG FHAAF L 7|1Z0 & 319
] GA G- A& Q)3 == 1.94 (0.92-4.08)517, AA -4
A2 Sl Al 09%2] Hlwo] o]ojA] AJtha] YA=EE 14|
FE5}9ITE XPD +35931A > Col|A] AA, ACSFCC2] 371A] 542
9] Bl = SRt} Rt o A 42 86.9%, 12.0%, 1.1% U 85.6%,
13.8%, 0.6%S1.0 1, AA S AAEH L 7120 & 5192 1) AC,CC&-
AR o) At A Q¥ == 717} 0.98 (0.51-1.88), 2.68 (0.71-10.1) ©]
CH(Table 1). o}/2] Aute} o] §-212} thgu F74 KL Hg Al 3
52 WA A1F gl gt A 0 = f-olgt wA7} glgl o,
T ek S5 5 e oL yol ok Aol mhE EAAN = F
AleH] 7043 22 = /13dtHel. SHATEXPD +23591G> Aof| 4]
GA S-AZE ] A4 Q3= 7} 1.94 (95% CI; 0.92-4.08) % =7
HHPAZEL AT tha 577 = HFFe] Q)
7FAQ1 A7} 2 Qsteet A2 TH(P = 0.08).

XPCA-%1A}= RAD23 §-4121e} HHA| & 0] 50] DNA /49
TR} EAFE HRIZ XPAS F st = 7M1 0 & w2 e = 4
A E4E 18-S Alsh=| F8%E 98hS gtk XPC 744} o
2 intron 99] 1,457-1,4620]| 4] GTAAC®] 5bp Z<=1} 83bp poly (A’s
and T’s, AT) A19]o]| 25t XPC-PAT t}& ¥} XPC exon 152] T A
716k (Lys939->Gln) 2] T 71A] o] AL in vitro Aol A]
XPC exon 159] GUH7t}g-2 XPCO] 7|50l= P vIA|A|

e 70 2 | 1E|QJTH42]. XPC-PAT T} 7)219] DNA B2

S A Hel FAE G99 of EAYol| gt {314 24

< S7MRITAL g A Qlet AAb= Q] T K HE A
73783} A/ 2t 8270l A] XPC-PAT 544} tFg & A}
1<), XPC-PATE)] -/-, -/+, +/+2] 3712 8-A2}3) 0] ¥l = $lx}
T} o) 2ol A ZH2F 47.9%, 39.3%, 12.8% 2! 46.1%, 40.4%, 13.55

Atolofl A} thad 2] Bl 2fo7} glo] XPC-PAT thg-2
HPAzere] Ay AP E e} Aol glcta 425 Wit
(Table 1)[43].

B3 A2 R LEE HA| B 2o #Hofsh= ERCCl
AR C8092A A thg & T g A At 2hxpet A4t
o 2ol A E-A15191=1] ERCC1 C8092A C/C, C/A, A/A 37}A]

=35 =
253

o ox o §2

-

A

ol

o 1~

g
=
=}
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TR Q= SEptar) o stof| 4] 22} 54.6%, 39.4%, 6.0%
2 58.2%, 34.3%, 7.5% O] AL TF = A FLHBA o Ay
A=} Ato] HITH(Table 1)[7].

XRCC1-2 199019]] Thompson 5-0]] 2|3 t}oFs DNA £A4)
Aof| tfgt F=t HAE 't (Chinese hamster ovary, CHO) &1
o] AJaz30] IS Bkt TS 7H fAAE A3 e
=] ItH44]. XRCC1 {42 971 AA| E+ 17gof] ofgiet.
7] A B 242 DNA o]F WAl FL20]l= o)/ §lo] DNA
7ol g ed7|sk dzbeis), 7] £4 5o &4do] Yol 7
0|2 B 15k 7ot XRCCl G4} = BRCTI, BRCT29] =
J1A] A7) )25 BRCTLS DNA 40] SISk o] 24
poly (ADP-ribose)f| 23t XRCC19] Hgto| Yojuf== 5} BRCT2
+= DNA ligase 1112} A}sto] o] & QPFSIA|17]aL H717F S4lE
SR AR 8 ololt 8-S Fres]

XRCCI 4807+ 607} o|44] 204} ko] kel qliot]
2 Arg399GIn¥} Argl94Trp, Arg280His 5-2] tha ) ¢ A2
Aol it A7 2hs] o] Foi&|aL k.

AR G}l 7 R A LG $hRLof| 4] XRCC1 R194W (C>
T)(exon 6), R280H (G>A)(exon 9) & R399G (G>A)(exon 10) =
9] 3042} o} 2 H A5 =1, XRCC1 R280H (G>A)2}+ R399G
(G>A) = FAFHBA 2F WA 1=l Aato] HidANh
R194W (C>T)= CC, CTQ} TTC] 3717] ¢4k 2] Hlw 7} S}
2} o A 22t 48.40%, 42.7%, 8.9% 2 69.7%, 26.9%, 3.5%
Fom, CC FHAE S 7|F0 2 319 o CT f-4AFg 2] Al
A Q1% k= 2.65 (1.34-5.24)01%03L, TT A 9] AT 4] 919l
236 (L14-4.88)2 §2J51) S 91817} 2SN Ta-
ble 1)[5]. W&}A] XRCC1 R194W (C> T)= FAE HH A 32 WhAY
IH5o] & MSHTE HRE 5 U TR AET 5 )

QLIRS i =1
©ogje} Az,

[¢]

E

-0,

of of r

a2 E

SHHQ) SR O B2 ThARO 2 A1 A9
A, Q518 Tt 17k DNA 44 ko] 02 ek 7
S ] I9ES HAI5 23} ADHIB +3170A>G
RCCI R194W (C>T)2] &A1} thado] 77012 oF
o] 9l9lor], o] 5 74 TS R
SIS AESHE BAYE EAE AL
st 4 91 0.2 Atk
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