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Zao W3k CYP2D6, CYP2EL, CYP1AL1S] #43 gy Bz
Ae Ugez & EAGYATY J1x A2E WA, Yoluas
3 4dH 2 2 grlede Azd date Fad AgAAez ¥F
Wete) B Ao AzanA s Roloh
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A AFANAM dAIEEE S AAss FIAFY Xl uHA
2 Uy e 2, F Y AT gxTeE 9. dF
FAAA WHoezes (1) ¥EE HFHsY DNAE FF3 1, (2) CYP2DE(B) %
CYP2D6(T) mutation® CYP2E1 mutation, CYP1Al mutation® ¥ 33}+= primer®
o] &3t FHEAAAVES(PCRIE AT wF, 3) AF AFELE | &3
Restriction fragment length polymorphism(RFLP)el o=z CYP2D6(B),
CYP2D6(T), CYP2E1, CYPIAl9 314 tydd & ZFASAT. 4ty EA 5, 74
QA ARE AERANE B39 #3840
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3. 474+

(1) FA¥ 934

PCR¥} RFLPY Z#E 58 4 A &+ CYP2D69 7% 134#), CYP2ELY A% 1274,
CYPIA1Y A% 1138 9e9, mutant alleled] LdEE CYP2D6(B) 0.7%(1/134), CYP2D6(T)
09%(0/134), CYP2E1 425%(54/127), CYPIAl 37.0%(47/127) ©lfith. #EF" mutant allele®
CYP2D6(B)9] 7% heterozygous type 18], CYP2E19] 7% heterozygous type 403, homozygous
type 148, CYP1A19] 7% heterozygous type 42#, homozygous type 538 oItk CYP EA 9
FAG B2 g FAY odds ratios CYP2D6S 7% mutant alleles] T8 Fo] o} A&3x
E&9 o0 CYP2E19] A% heterozygous type 1.24, homozygous type 3.792 homozygous type?
A% 7o odds ratio &< UEMNATE CYPLALS] 79 heterozygous type 081, homozygous
type 0592 SAA Fd4L AARA T mutant typed odds ratio’t Sttt

(2) 4wty 4

#ATY dzTy 49y E4E v ZRdME T F 29 Hule AL 57, W2D
452 o7} giler, HadA L AT 5884, ET 526M2 FATO] BRH<OO0D). F4
g uaH FASH Foo] 27 875%5} 44.1+354 pack-yearsZ Ao Y3 Bt}
(<0.05). 589 HudA & Aozt ey, SF7I7e BTN o ZAHp<0.01).
b5 & #AE, 100 BAY AFAYG, HolHH F §F9 d3e AR FAAE ¢ & T A
o]§ HolA ¥yt
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4. 28
Age dEA $37)
o AAL A% 25
A B Ao g ud 4
7

A4 o Uz Fdo A% 228 WY AAolFE vk o)A

& NAREA " o]gE ANE AR JAAHER dAtsY A
Az Zolg AW ZA o] FAAC dF AT GUEA o)F FoH, xrIgAdE gt
|28Y A7t F7RE o] FAoU PCRY Foll I3 EAAEEA Wilo] HAHS Hoff e} 29
t gAFAge B¢ A7 FFE olFn Uk AF A7 AP w2 JAFEHEY AT
AE non-PME 9 #Ht 24 gAel 4 F13 Aoz #HiH oY, UAIRAY dFdAE
oFARA FAZ EFEST AXw oy dFe FEE HA(Caucasian)E WHLE @ AT
o #2ed dgez & d3e Ad gk 4F A7 CYP2D6S] mutant allele FHELS F3]
of, 32 4 3% SANNY AT Aol st FUUANAN CYP2D6Y mutant allele 2B Eo
33 v ¢ Ads YAHE Lo, nEA dane g FEA9 BE AG 249
A44E CYP2D6 #4387 #AA Hrlssle P8 Aoz AT v CYPELY 4%
wild typed] Bl3te] homozygous mutant type®l odds ratio’} §¢I8tA velyon CYPIAlY 7
$ EA4 F942 UAT mutant typed] odds ratio’t ¥& AL Bolv vl F71 AFE
dto] B FEe] gid 7o 9o e Aoz AZEY 3IH ALY hRTd I gty A
B2 A E 4, 7199 #4d 892 Fo] Aol By &Y AR F BRYHUG. B o
T gAY} 2RS4 ¥ I#FQQ g A BAI o} FAA 4%FAE EFstn, &
2% o2 CYP FAzwd g S #2d A o] vy A Fd oy
of o] &3 Bux & AEZA 99E Adr}
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