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(6) A gel tube N, A 6.5 1l chloroform, FEHEEIE
FRESER IR A

(7) 3500 rmp SHEREEL 25 55,
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RH Hayashi‘ et al . ¥k, LIRsa I digestion 5 CYP 2E] &
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TTG TCA) 1370-1349F1 (5°-TTC ATT CTG TCT AAC TGG) 999-978,
PCRAVER(ERS: 95°C (1 min) 3t 35 RAEES , @RI 20
I, 7£37°C 3/NEF, LL10 uni- Rsa [ digestion. EY)

loading 1% 8% Polyacrylamide gel #3772 ST, 54k,
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EERARUE 20 1, 7E37°C 3 /NEE. D110 units Dra I
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GSTM] BRI L IEAIHIE 29 Bell =t al.(18) By HELL
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primer (G5-5"-GAA CTC CCT GAA AAG CTA AAG C-37; (6-5°-
GTT GGG CTC AAA TAT ACG GTC .G-3’) F1B-globulin primer
(PCO4-57-CAA CTT CAT CCA CGT TCA CC-3’; GH20-5"-GAA GAG
CCA AGG ACA GGT AC-3), 200 M HJ dNTP, 1X PCR buffer A
LS mM AT MeCla, SfN k(s R A B it 100 L.

#2. DIFAE] 94°C, #EEE S 434%, @ DNA AN

(denature).




#3. 7Y 80CHF (hot start PCR), fIA Tag polymerase
(AmpliTag, Perkin-Elmer Cetus, Norwalk, CT), B4
i
1TIHE. BEZEABZ primer annealing 55°C (1 min) »

p olymerization 72°C (3 min) - K denaturation 94

T (1

min) 3t 401B%, ZRIBERE 72T, HEE 4C, L

=
UK.

#4. EFEC 8% polyacrylamide gel.

#5. B 10w 1 PCREYINN FEEEE, loading A 8% poly-
acrylamide gel ,#EFTEIKSHT (90 min).

#6. BRI gel, Llethidium bromide ¥eff, AJELF[4K
EIENEZIRAY B -globul in EEF S 268 bp band. kL
WEIEE % GSTMI FEK 2E34F 215 bp band.
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GSTT1 R Z I FRIT R 2% Pemble et al . (61)A A, A




GSTTI primer ;& B -globulin rrimer, Ml b 5iEE010%
BOETTR OB RN IE , SeAldEIets , Bk, Ytar g,
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RGEIAIE L RAY GSTT1 R EHE 480 bp band.

#1. Genomic DNA JITA— PCRIEBETER# 400 ng #J GSTTI
primer(G5-5"-TTC CTT ACT 3GT CCT CAC ATC TC-3’: G6-
5"-TCA CCG GAT CAT GGC CAG CA-3)F15 -globulin
primer(PCO4-5"-CAA CTT CAT CCA CGT TCA CC-3’; GH20-
5"-GAA GAG CCA AGG ACA GG& AC-3%), 200 u MBY dNTP, 1X
PCR buffer AT1.5 mMBY Mgcla, Whm/k{E R0 RefEE 100
wL.

#2. JNEAE] 94°C, MERF S0, {F DNA Bk 5

(denature).

#3. Y 80°CHF (hot start PCR),UDK Tag polymerase
(AmpliTag, Perkin-Elmer Cetus, Norwalk, CT),BataE
1T HE $5FBZ primer annealing 55°C (1 min)

polymerization 72°C (3min) * K denaturation 94°C (1




min) £ 407EER, CHRERBRE 72°C, HE¥E 4C, LI
fif
BRI
#4. FHEC 8% polyacrylamide gel.
#5. EX10u 1 PCR EWIIN FEE %, loading A 8% poly-
acrylamide gel,#fTEIKSHT (90 min).
#6. BEIKIDHTR gel DL ethidium bromide ¥efh | A B F(4R3E

SEIE.ZHREY B -globul in HEE R 268 bp band. k&

i 12 E9 GSTT1 N EHHLE 480 bp band.
6.NAT1 RS ALEE
ERAI Bell et al B9 (62). 5 NAT] EK 2 1618 5 |

B EFILREE DNA, dNTP, Tag BEEESE . 10X REokEE

WREE, K—E5 8T (primer):

N1208F-5"-GAC TCT GAG TGA GGT AGA AAT A-3’ K N1536NR-
57-ATA ACC ACA GGC CAT CTT TAG AA-3’. 8% PCR B 351

bp. LA Moo 1T BESRHEST RFLP, TTLISMEEH NATI*#4 \NAT*11 ~



NAT*10. {H;2 NAT*10 FI NAT*3 fE:LH AR | BT LB

Allele-specific PCR. NAT*3 Eié“fif‘?[? :
N1232-5°-TAA AAC AAT CTT GIC TAT TTG-3’
Viak-5"-GCC ATC TTT AAAA ATA CAT TTA-3’
NAT*10 BY%f5 -

N1232-5"-TAA AAC AAT CTT GIC TAT TTG-3’
ViT-57-GCC ATC TTT AAA ATA CAT TTT-3’

ERES [T HZRE S NAT*3 Kz NAT*10 BRI AU Arieie » SE

SRS 226 bp. EF PR KB S BRISFIRTRE -

T.NAT2 FER L AHIE

ERA Bell et al BYJ5%k (63). 7F NAT2 BRI MR 5
ETEEEEEREE DNA, dNTP, Tag REEEE, 10X RAlE=

TRENAT, M—E¥5 %+ (primer):

N4-5°-TCT AGC ATG AAT CAC TCT GC-3’ J% N5-5°-GGA ACA AAT
TGG ACT TGG-3" 153 PCR EWf9 1093 bp. R FE K ER L
< PSR =AERHIEESE Kon [~ Taq 1~ BamH 1 )8{L%
T Taq [ BELE 65CED 3 /N HIBHEER S 3TCES 3

/INEFEVRERTL . # Kpn T~ BamH [ YS{LAZRIEYILL 2% 1y agarose




gel BEEEVK, K Taq [ IBTHIFAOIEYILL 3% B9 agarose gel B

Bk, mERELROEE.
8. GST P ERLEAHE
JiiE2% Harries et al.(51). 76 GST P $£00 2 3818 i
B EESEAERNS DNA, dNTP, Tag RAEES, 10X RARE
TRENAI, B—E5 8T (primer):
P105F-57-ACC CCA GGG CTC TAT G-3" F P105R-5"-TGA GGG CAC

AAG AAG CCC CT-3'. FLLU Alw261 BESZ34T RELP, FIE

3.5% agarose gel FaEETKEE et 2AH .
9. p53 exon 4 EKZLIIHIE
J71:87% Kawajiri et al.(65). 7 p53 EL R 18R T

B S EAEERIEE DNA, ANTP, Tag REHEIE 10X BofE

TRENAW, K—E¥5 (8 (primer):
P53-1 57-ATC TAC AGT CCC CCT TGC G-3°

P53-2 57-GCA ACT GAC CGT GCA AGT CA-3’. FELLBst Ul =
7T RFLP, FIME 2.5% agarose gel BN, BRnas

yak

H

(M) WERHR ) R B2 e




B GSTMI SESACELRIZUES A: [T m A e e B 2 »
GSTM1 SRR TR AES FE LI 40-60% » 5HE%/k
HERIAE 0.05 MOIRTAE 0.8 AT 115-133 Lk o 2= 0
JJRIAE0.95 » BIZEE 144-16¢ R A - AHZLERICE 150
AP MITEETANE 0.8 LLE -

&

\-n

(1) BEREREEER ST

HORHEL DBASE 111 plus Hif - G RIS @RI E 1S
AOBR KAGELHETE SRS b $5200% - F7 BT g A T
F e TR BRI ST LIRS T — BT e - S
SUEZAE RIS - MHEERIE s 865 HIZEE R — 4
B, vﬁ#‘ﬁ%ﬂiﬁﬁim%ﬁfﬁ'{%% °

(N) BRI

RS KB BRE ERIE &2 % FIF SAS & EGRET sk

Z

‘HH»

YRR

L EMEPHEBEHEEER (conditional logistic regression)
EITIRIVERR - (FESIE R SHIEAT DI TS
RIFZ BBERLME il < AER -

2. DUMGRA#EERERT (condi t ional logistic regression)




EITIRARGERS  (FEBIE L SBIELT » LT RS HER
S TURIZ AL RRIE CAERE - IR ER SRS 2 H{F
-

3. IRAEANEIZERILEDE 047 » DUT MBI 2 70 K AR
el T B HIMIREEE R -

() WIFEERH K ATREE B REE

- &P SRS E s
IS EHRORAER R E IR - B P e b IR
[ B EBEEREES A aE T EEEY
RS BB R LR -

2. ERRAH AT RERR BUAE 2K B 1R K iR [
IR Z R ERTRR I A DI R B RS R E Nl
KiEER > AEREIRERASR - BISBEOHE
P ATRERE 258 TTREHIRE Tk EiLs
1 - RIS ATREG R BIRE T R FC R B AR e T~ —

T A

w0 (IR RIS - SERERRS -
3 BB AE < B GIE

Bt IR A SRS - WA BB AL ET - TTREE




BOHERET B TR R RS - FUREHEIEIE - WTAs

B B R E A RS (S TN R -
4B R AT S
I O S B - B T AR —(E 5
B o (BB R R R A AT R A
I o
B AR
—  ERE T4

ARFERAE 179 2L MEIRAER (& B iR ) - B2 279 %
(AR IRAE - AR — » BMIRTLUEE] - g 90 L B
LL60-69 B NS % » 22 27.4% ; [BERMILTLIER/
50 BRHEIZAING U > — - IERES Tl » BAIFTRILIAIET : &
I PR < SRR AR - KB L 2R EIE 0 © Hh—(E
RN > KATHE 30-50 5% 5 SH—(Erglgsrk » KHG7E 60-70 5% -
HEE R MR BRI A — IS « Fem R Lo i
feba T2 & AL 3 M AT R 2 SR TR TR 2 Bt 2R s
IIITHIREERE < THIRE - SAVERAMTAI LS R - S BT - Ty

AGREIRGIEEE - SIEHERAE 50-6) B - REmOIRTEIRM S




B =R ZEMREET DEIERE SN (RS
R IR > FTDARRMI A FE i B ek R TR ot - B HE
TERAT - FRECERAEATOTFLUREE - ERESERE
Fo BRI LUER]  fRBIE RS EE/NELIT (62.7%) » TI%HE
FHAILIERILL B2 (38.4%) - FIERHY - SE & R E R EE
A (BEREERS) RS E R ER e aRE T
HKortf - ERZRBTERTF - ERECRRE TR T L
B MACKHIFEE b M UIERRE K S B R D i e
R AAMTIRBIRE & SRR bL Bld S IR 2 5 e Bt o ERBA)
(7% v.s 10.5%) » FEHRANRAFHEE A ERIERER AL 0.5
& ERREETEE - ENSEICEIEE (body mass index) (%
AT > BT LUER] - BT - S s e TR
1K - BMI #£ 22-25 #HEk BMI>25 4 » A AEZ LLBE A BMI <22
AT 0.3 {5 - ERARERATREC RAE/E © 1. BRaT R 27ra0
WG ARIRERRER OB > HUE IR LR (EHIHEE - AL
FRE CAERLE N - 2. ATRERERE B IR % - MR
BIEVEM S CIRE - M BEC 4 - #75E - BMBETIR
BIREZ R FESGZER] 10.9% » TI¥THRAE W pE R AT 1.8% » M fEls

M= 5.2 fF 0 EHEHEEER - AMILETHES R 2 e




FEAR(OR 9 3) » B ATHEMRIRIR © BlMIFmB IS I 2 R S S
PR —flielE > FTLAS S (AT bR TS - SEE R AT - &
M m A BB HE SRR &5 (91.7%  vs
91.3%) » 20~ FEFHHERE (R 51T IR B IR AR A e
ZANF (60% v.s. 21%) - AEETERMERE 3.5 (> EREt
7 o FTRABITILIAEE - PR 2B B R & 2 - (|
52 R S W BUR A 2 - TEAE AT - Sfiasss
WIS EZE (14-15 BRER 16 BELL_ =) A PAYIECE R E 2 (/)
W14 5%) - HRIEHIEER AR (R £ 0.6) - E/EKERHH » B
I35 - EREBIREIEZE (46-51 BREk 52 BRLL b ) A S iRt
HHEZE (/MY 46 5%) » BRIRAEES (R 9 0.6-0.7) - i
HANTEE T T8 BAFIBE3 IAE 4Q 13 RV BE 2 FE IS 5 18.2% »
EATE IR BARTRELLG] (0%) - SRS R Y RS -

ERHARS RN - BREFEACER  SHREYSSE L

Hll[l

BE - N HEE R R e s B T
F o 54} - LR BT - WISLASRIAD - S
A FEE MR IEE 1.6 4% - FEAN TR » SR
(G F SR T SRS 0.5 - Bl E 2 4
TATLUEE] « SR e do e & B B S Ra fe o




(BN RS2 - IEBER T 5 A SR AT o BRR
TEEAREFrE I B AR AREE R AR R E e
ARG - AR BAEIS SRR VAR B
B 1.7 5 MTECA e > A0SR0 ~ S RA SE e KBRS
AL 2 5 2 N AREEE & ARG © FESR B0 5T - BelMiEes - A
SRS NG PEERB AN S MR | (BRER R o
AIEIEINE 7.5 St - TR RIS hEenS 5 1 EZIE
btk - BEIIEEES - BT —2mnE » BRI LA
S FRURNGRE - SRS 2.3 5 el Al R FRE R —
BB PENE - AR FHIES RREEE S0 &
FIRTEARERR © BIIAE R/ - M EIAE A% (<5 ik ) LB
PRAGTERE (>=05 BR) & B AL I 2 Il 1 6 4 R
HEE - B NIRRT RIES {5 A HRHE RS E RS
HAERZ 3T » TILIEE AR B A R R AR
iDD%%EW%Z%FE‘EW%‘@E@%SFJF?EB@%%H@%E:’%Z@%?Q%
Al TR MR B PO B H BB 21 4 ] R AIES
%ﬁﬂaﬁuFﬁﬁé%ﬁ:ﬂ%ﬁﬁ%ﬂ%@@ﬁﬁEF%HH@%%{’EQET’F%Zﬁz\*ﬁ > AJLL
R A PR » R ARRTIGE (5200 ) U EIE s
i & fElE (OR=1.4) © 5275 15 FA Sk o - HE R




x RUSEENHE 2 fale M R O PR P F % A Rshssiary 5 0
& o FRMOBITIE - (5 AR AR SRR PR m A KA RN Bl
PES3 B ES 18 F LY 3 5 % 4 4% EFFENIBR RO R &G PAL A
B o AR E BBRRIE S T E R B2 R FR 3 -

R A AEEE E'J%i‘é CRARHOE R R AR R R
SEINEAERE by (ER A RIEE i AR R RHE A
PRICEAR IR & BRI IS A M & el (OR=6.5 & 10, 1) M
RAHIHE - BTN 2 A e e B o F A e
BEHIE 3.8 £ - MMBHRMAE BB HFIE SR PERER R A
(FRIHT - ATLAEE « a0 FEE i I R A PR By i
SRS PRI 38 4 e 2 ol (OR=2 3) ; BRI AR
B AlE R AEE Ay TG NS A Tl 2 e b
(OR=11.2) = BHDL ESE—45 2 R B AEE 7 » BAMET LTS - BALA
HRFA - AR - Zame R AT S ARRE - R
ERAEAPRER S R T e B - s WAHE
RAERATRhE S R T B B L fo S G g - HLL
LA TEBRIRT43AT  BefPIATLASISE ¢« dEs sy - eSS AR 1
plA+ - E?%%EJ@?FEE%Z}%&%?%Bé('lﬁtﬂﬁ%Z%éEﬁ%ﬁ%Zﬁ
B« FTLAAMREE Lo B 5 T 4 A REZ) KRB ¢ K



TERIZC PR AR MR AR S0 (B SR E R S
EMETEEESR ﬁﬁuﬁ?ﬁi\fﬁ_lffﬁf@. - (H3E AJREE R N B A
D PR R SRR AT MR T S R S A
HURESE FTE s e, -

— > BERZPI S

TEMSS RSN T N REREES I a2 2 - BIFHEER
HUHIZEE - —3SEE1TT CYPIAL Mspl, CYP2EI Rsal, GSTMI, GSTTI
GSTPL, NAT1 3410~ 11> NAT2 MI,M2,M3, p53 codon72 Z/\
(EERN . 2 RNl 2 FRRATE S - BASER AT LIBER= -
== BWMATLIEE - EMBERER S IR i 5 4 2 MG
£ CYP1AL Mspl 2B 5T @ [AHEE TR B 2 4 i 2 AES i
EREZEGTEAIN 1.6  EERELES - MERSTFHER
AR AT A ER M REEES FE R 1 445 RERHE
&5 o f£ CYP2E] Rsal ZIPAVAT - (& FREM B A ik
HEEEE - BRSEGFEAIR 3.9 57 EFETEEER - MR
o RN AENE CAHERERRES FEER 1445
AEMETEE RS - LI L OAreI%0  CYP2EL FIRME 384 2 FHEE
EE CYP1AL ZRAY5E-#EGlutathione S- -ransferase ST 7E GSTMI

7T > i R R R A F i SR IR AU A Fifi 8 L 51D AR B 23



(OR=1.2) = % GSTTI J5TH » R SRR R e A PRI 3 46 Bt
PEOIHBARAAEAZ 225 (OR=1.1) ° {fiZE GSTP1 J57 » FPYATLIE S -
RIS T R B R e s T L R 58 4 T o A B e 3
GTIERE 1265 Rzt ‘%5 © FHPAEZ 534 BeffimT
PIZEE] - 42 Glutathione S-transferase J5H - o R R
FUCVEIGRE 2 0 > BAPI 978 B RIUIEEZ AERE - TI7E p53 B
H > FMIMLIEE  FES TR s s S TR S 4 i
THEER IR ESE TR AN 2.4 £ SHETESEE - ik
N-acetyl transferase 4347 > NATI J9M » BT LUIB TR 28
(ORI L I AR R M B 2B (L BRI 1.2 45
MAE NAT2 T3 - 18 SRR ER B S 4 Lo AR s i e St
CHERCEIRALE] 3.1 £ - MR =2 RSB FI L0 diti o 4B R -
TSRS Bk - TREERE S B CYP2EL (202 - ps3
(W/M,M/M) ~ NAT2 slow acetylator FIZCMERf 52 2643242180

EHHEE -

=M > BAFHETARER Z M85 BAERSAT « SRS
e CYP1AL K CYP2E1([E15 Cytochrome p450 group) YER[EIEH
R MB4 > FTLIZER © CYPIALI CYP2EL & M/M, WM | C2C2 f4iE

AHEE W/W | CICT ARSI 2 AERER 1S 4.3 /% - B CYP1AL



K CYP2EL BFLCENTE & 34 ERVER (synergistic effect) -
45/ GSTML k2 GSTT1 ([AI%% GST group) FERFIEMEMZ ML - &
R - GSTML Bz GSTT1 [A] B A EL R U AR e 8 4 s o 1%
Bt o 53905 NATL B2 NAT2 ([FIES N-acetyl transferase) fE
NEERALZAAE - ATLAZEEE - NATLINAT2 2 slowl fast OIS
ft fast Islow %ﬁé%éEmﬁ%%21$a¥#ﬁ§&%ktﬁ% 2.9 % > BN NAT1 K¢
NAT2 ST Ve AR ATRIER - HEI BT LGS —(EES
BEyiSE - AENEERZ ZZEERASR L BITTLIEE CYPIA]

K CYP2EL ~ NAT1 K NAT2 B 20t 7 B84 5 5 o fEF -

MR - JWAHER GST group AY={EEH GSTMI ~ GSTTI -
GSTPI AFAC AT - iR BRI B B = B RFEEEMES -
IR B AR EHIMBER R MER « MifEERA > &M
HIZEHRE pS3 ke GSTMI~ GSTT1 VERZ EAE HOMT - 45 R ESTRAT p53
KFEEE FE A BIREZ S > GSTMIIGSTTI AR LR AL & th
null & null EE_E non-null or non-null B4 2o < fHEHE
[ PERS 2.4 f% 5 TAE p53 ERFHEG B N R ES TR EE
41> GSTMLIGSTTL null & null EEE non-null or non-null 4
LERRE AR B ER 0.9 % - ATR. > pS3 A EIFEEAIEH
GSTT1 & GSTMI FIZZ %M < MHRA B B8 (effect



modification) Z{EF - AIHHE pS3 F. GSTMI ~ GSTTI ~ GSTP] fE
BEEAERBSIHT » BRI © 7 p53 LIS 7oA Wi EE
m’%m1|®W1|@Hﬂ%§@%@ﬂ@é¢’®n&nm1&
W/M,M/M EEE non-null or non-null or W/W E$4 2P = 48
SHEERIER 5.3 45 MI7E pS3 ZERFEIEES T2l B RS TR
{1z - GSTM11 GSTT1 IGSTP1 By FERAH A - null & null
& W/M, M/M EEE non-null or non-null or W/W E$4 -l
MEEREES 0.9 £ TH p53‘2$ﬁ%§£¥9‘5’3 GSTT1 ~
GSTM1 ~  GSTP1 FOZZPENf #% Z BB B8 (effect

modification) ZfEF -

BRI\ BMRREES pS3 K NATL » NAT2 & X HAEFAMF «
FAMTAI AR © 2 p53 ERFHEE T8 £ RUEEZ > NATI INAT?
HISTERRBE A > fast & slow Fb_= slow or fast Zg4E7rik
iiviea  AHETERRIERS 2.0 45 © TAE pS3 AERIF & Foee il i B
ST RIFYEZ T > NATLINAT2 AUEFEEINBAEA T - fast & slow
LE L slowor fast SIS EBIER 2.9 (5 TR p53
AR EERI IS NATL ~ NAT2 ROz 4 i o AR MR S5 A 12 6T

(effect modification) ZAEF -

RS HATRIEFEMLE CYP2El (IR EAEA - % CYP2E]l £



BET o AIBFTI AR £ pS3 EREES TR AR EZ S

NATTINAT2 RYSTEERAFH G > fast & slowbkb E slow or fast
B E LRI A R RS 1.4 £5 - 53 ERFEES Foon
AR FE G TR ZEF o NAT] INAT2 NI TEE RS T - fast
& slowEL I slowor fast S 201 i o AHSH RS 2.8 ;
E CYP2EL EFEE TAIMEZ T - pst 2 RFEIEEEIAHA NAT] -
NAT2 FOZCPERTE AR MER RS8N - %5 CYP2El BEES

}

RERIERE T RIS © £ p53 XREBESTE
ERRIEZT > NATLINAT2 R TEEINBE ST » fast & slow
EE L slow or fast %#ﬁé?éiét’l‘ﬂ?ﬁ‘éZ?FE”%‘#J%EEE'[‘_&;% 1.1& 5 1m
£ p53 R AR E T A K BEEA T RAEZ S > NATLINAT2 /Y
HREEEAAH A - fast & slow Ebb slow or fast BAASE 4
Vet FHEERR RS 4.5 £ - A] R CYP2E] B[R4 T2
HEZGTRIREZREF - p53 ZRFIZREE A NAT] NAT2 A2k
fioste < AERAERSR BT ALL CYP2EL SRR T8 4 2L B I

B o

PSS

=~ BERZEANIREG R E AN e o 2 e

ﬁ

£ KMRIREER S P AN RS R E W N e 4
LEEEA » WA LIEER  EE —FHREZMEEF > NAT2 18



AR

TS REE AT > NAT2 18 Z B (b PIB H ok 2 b S B AU 4
HEMTER 2.8 % > MBEWMBEAZZEE - fr+— » FES
AT pS3 HER L WAL T8 4 2 L GARR - BATATL
IR FRRECEE - 053 RS TERAAE RS T
BILREG TEHERNESEERIES |36 EE_TRes
ZIEZS > pS3 BEES THRIMF B G T8 LA ES T4+
IR TGRS 4.0 5 TR FRSBBmER p53 Ao keltiss 58
ERVHBIIE B RIR S SR SRR -

R BWIRIRBET ZFFER p53 K NATL ~ NAT2 2%
BPERDAT - BATILIER - R FREESEZT > p53 2R
[FIZAAUG A E 82 NATLL NAT2 fast & slow ZERBEE E slow or
fast ZEKIZUSFAE AR IR 2 MRS BB (D RI8 2.5, 2.0
f&) e MER —FREEIEZET  ps3 .2 T FEEE € B2 NAT] |
NAT2 fast & slow ERBILE L slow or fast ERBUEASE L
VERieE < ABEEBIE (RIS 0.9, 3.8 (&) - IR » —FHs

Fe e ERTE R RS B 1R -

ERT=0 HMAREENERE K CYP2El SR AERS
A o BAPFTRTDAZER © 7E6E RS EZE D > CYP2El E#EEETF



ZEBTY - Ee?%é\i?ﬁéttilﬁ%é\¥ﬁﬁz BB A e AR R
AU 7.2, 0.9 5 - MAERSEFAHRMEM S M2 F  CYP2E] 54
ETREA - BRA T F RS T A RIS i o f i
MEZRIR 1.4, 1.7 £ - AR CYP2E] EFRZ RIS 528 it > 48
Sk 2 BIMERTE < EEER - B1LIEZ R BRI
AR ERTE R A I R T~ RS - SRR
R RAIER > RAOMEBRSERBERE R ST 2 28 B /5 FE B8
LA MR Z AR TR A -
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CYP2EL CiCl Rsal polymorphism
C1C2 C1: wild type allele

C2C2 ' C2: mutated type allele
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Table 1. Notation and interpretation of respective genotype

Enzyme Notation Interpretation
CYP 1A1 W/W Msp I polymorphism
W/M W: wild type allele
M/M M: mutated type allele
CYP2E1 CIC1 Rsal polymorphism
C1c2 C1: wild type allele
C2C2 C2: mutated type allele
GST M1 Non-null GSTMI1 1/1 or 1/0
Null GST M1 0/0
GSTTI Non-null GSTTI /1 or 1/0
Null GST T1 0/0
GST P1 W/W Codon 105 polymorphism
W/M W: wild type allele
M/M M: mutated type allele
NATI Fast NATTI 10/10, 3, 4,11
Slow others
NAT2 Fast NAT2 W/W B M1,
M2 M3 fai— (e
Slow NAT2 M1, M2 M3 HiF—
{E LA Ze s
p53 W/W Codon 72 polymorphism
W/M W: wild type allele
M/M M: mutated type allele




Table 3. ORs for female lung cancer with CYP1A1, CYP2E1, GSTMI, GSTT1,
GSTPI1, NAT1, NAT2, p53 genotypes

Case (%) Control (%) OR(95% C.I)

CYP1A1

W/W 44(30.3) 101:39.2) 1

W/M 67(46.2) 109:42.3) 1.4(0.9-2.3)

M/M 34(23.5) 48(18.6) 1.67(0.9-2.9)
CYP2E1

C1C1 72(50.0) . 163762.7) 1

C1C2 53(36.8) 86(33.1) 1.4(0.9-2.2)

c2C2 19(13.2) 114.2) 3.9%(1.8-8.6)
GSTM1

Non-null 54(40.9) 120°44.6) 1

Null 78(59.1) 149°55.4) 1.2(0.8-1.8)
GSTT1

Non-null 48(36.4) 10639.4) 1

Null 84(63.6) 163°60.6) 1.1(0.7-1.8)
GSTP1

W/W 96(61.2) 180°65.0) 1

W/M or M/M 61(38.9) 97(35.6) 1.2(0.8-1.8)
P53 .

W/W 27(18.2) 94(35.3) 1

W/M 121(81.8) 172°64.7) 2.4*%(1.5-4.0)
NATI

Slow 33(25.2) 72(28.0) 1

Fast 98(74.8) 185772.0) 1.2(0.8-1.9)
NATI

Fast 64(58.2) 198°81.2) 1

Slow 46(41.8) 46(18.9) 3.1*%(1.9-5.1)

“means p<0.1, * means p<0.05



Table 4. ORs for female lung cancer with combined ;zenotypes

Case (%) ~ Control (%) OR(95% C.I)
CYP1A1/CYP2E]
W/W | C1Cl1 27(19.7) 69(26.7) 1
W/W | C1C2 13(9.5) 28(10.9) 1.2(0.5-2.6)
W/W | C2C2 4(2.9). 4(1.6) 2.6(0.6-11.0)
M/M, W/M | CICl1 45(32.9) 93(36.1) 1.2(0.7-2.2)
M/M, WM | C1C2 38(27.7) 58(22.5) 1.7(0.9-3.1)
M/M, W/M | C2C2 10(7.3) 5(2.3) 4.3*%(1.4-12.9)
W/W | CICI 27(19.7) T 69(26.7) 1
W/W | CI1C2, C2C2 17(12.4) 32(12.4) 1.4(0.6-2.8)
W/W, WM | CIC1 45(32.9) 93(36.1) 1.2(0.7-2.2)
W/W, WM | C1C2, C2C2 48(35.0) 61(24.8) 1.9%(1.1-3.4)
GSTMI1|GSTT1
Non-null | non-null 20(15.2) 55(20.5) 1
Non-null | null 34(25.8) 65(24.2) 1.4(0.7-2.8)
Null | non-null 28(21.2) 51(19.0) 1.5(0.8-3.0)
Null | null 50(37.9) 93(36.4) 1.4(0.8-2.6)
NAT1 | NAT2
Slow | fast 16(16.3) 49(20.8) 1
Fast | fast 46(46.9) 142(60.2) 1.0(0.5-1.9)
Slow | slow 9(9.2) 16(6.8) 1.7(0.6-4.6)

Slow | fast 27(27.6) 29(12.3)  2.9%(1.3-6.2)




[ff$%.  Notation and interpretation of respective genotype

Enzyme Notation Interpretation
CYP 1A1 W/W Msp I polymorphism
W/M W: wild type allele
M/M M: mutated type allele
CYP2E1 CiCl1 Rsal polymorphism
Cc1c2 Cl: wild type allele
C2C2 C2: mutated type allele
GST M1 Non-null GSTMI 1/1 or 1/0
Null GST M1 0/0
GSTTI Non-null GSTT1 1/1 or 1/0
Null GST T1 0/0
GST P1 W/W Codon 105 polymorphism
W/M W: wild type allele
M/M M: mutated type allele
NATI Fast NAT1 10/10, 3, 4,11
Slow others
NAT2 Fast NAT2 W/W 8 M1,
M2 M3 {5 —(Ezee
Slow NAT2 M1, M2 M3 HR—
&l LA |z
pS3 W/W Codon 72 polymorphism
W/M W: wild type allele
M/M M: mutated type allele




Table 5. ORs for female lung cancer with combined genotypes (58 2)

Genotype GSTM1 non-null GSTM1 null
GST T1 non-null GSTTI null GST T1 non-nuli GST T1 null
GST Pi W/W
Case 13 22 13 30
Control 34 43 32 68
CROS CT 1 1.3 {6.6-3.0) 1.1{0.4-2.0) 1.2{0.5-2.5)
GST PiW/M
or M/M
Case 7 12 15 20
Control 21 22 18 30
OR(95% C.I) 0.9(0.3-2.5) 1.4(0.6-3.7) 2.6(0.9-5.6) 1.7(0.7-4.1)




Table 6. ORs for female lung cancer with combined genotypes (& 3)

Genotype P53 Arg/Arg

P53 Arg/Pro or Pro/Pro

GST T1 non-null GST T1 null
or GST M1 non-nulll & GST M1 nulll

GST T1 non-null GST T1 null
or GST M1 non-nulll & GST M1 nulll

Case 11 12 66 38
Control 63 29 104 64
OR{®5% C.0) 1 2.4 (0.3-6.0) 3.6{1.8-7.4) 3.4 (1.6-7.2)

Table 7. ORs for female lung cancer with combined genotypes (5& 4)

Genotype P53 Arg/Arg

P53 Arg/Pro or Pro/Pro

GST T1 non-null GST T1 null GST T1 non-null GST T1 null
or GST M1 non-nulll & GST M1 nulll or GST M1 non-nulll & GST M1 nulll

or GST Pi lle/lle & GST Pi non-Ile/lle

or GST Pille/lle & GST Pi non-Ile/lle

Case 16 7
Control 85 7
OR(95% C.I) 1 5.3 (1.6-17.2)

9] 13
144 23

5.4(1.9-6.1) 3.0(1.3-7.1)




Table 8. ORs for female lung cancer with combined genotypes (38 5)

Genotype P53 Arg/Arg P53 Arg/Pro or Pro/Pro
NATI1 slow or NAT2 NAT1 fast and NAT1 slow or NAT2 NAT]1 fast and
L fast NAT?2 slow fast NAT2 slow
Case 13 4 56 20
Control 72 11 134 18
CR{25% C.h) 1 2.6{0.6-7.3) i 2.9(1.3-5.4)




Table 9. ORs for female lung cancer with combined genotypes (& 6)

Genotype P53 Arg/Arg P53 Arg/Pro or Pro/Pro
NAT1 slow or NAT2 NAT1 fast and NAT1 slow or NAT2 NAT1 fast and
fast NAT?2 slow fast NAT?2 slow
CYP2E1 W/W
Case 8 2 28 11
Control 37 5 91 13
OR(95% C.I) 1 1.4 (0.2-8.0) 1 2.8(1.2-6.8)
CYP2E1 W/M or
M/M
Case 3 1 21 7
Control 27 5 36 3
OR(95% C.I) 1 1.1(0.1-10.8) 1 4.5(1.1-18.2)




Table 10. ORs for female lung cancer with passive smoking and genotypes

Passive smoking Non-passive smoking
NAT? fast NAT?2 slew NAT? fast NAT?2 slow
Case 29 26 22 12
Control 88 24 108 22
OR(95%CI) 1 3.3(1.6-6.6) 1 2.8(1.2-6.2)

Table 11. ORs for female lung cancer with passive smoking and genotypes (& 1)

Passive smoking Non-passive smoking
GST T1 non-null GST T1 null GST T1 non-null GST T1 null
Case 22 49 18 23
Control 53 74 53 87

OR(95%CI) 1 1.6(0.9-2.9) 1 0.8(0.4-1.6)




Table 11. ORs for female lung cancer with passive smoking and genotypes (& 1)

Passive smoking Non-passive smoking
pS3 W/W pS3 W/M, M/M P53 W/W p53 W/M, M/M
Case 16 61 29 21
Control 33 95 99 43

OR(95%CI) 1 1.3(0.7-2.6) 1 4.0(1.8-9.3)




Table 12. ORs for female lung cancer with passive smoking and genotypes (& 2)

Genotype P53 Arg/Arg P53 Arg/Pro or Pro/Pro
NATT1 slow or NAT?2 NAT1 fast and NAT?2 NATI1 slow or NAT2 NAT1 fast and NAT2
fast slow fast slow
Non-passive smoker
Case 4 1 20 5
Control 49 5 63 8
OR(95% C.I) 1 2.5(0.2-26.4) 1 2.0(0.6-6.7)
Passive smoker
Case 8 2 22 12
Control ) 22 6 70 . 10

OR(95% C.I) 1 0.9 (0.2-5.5) 1 3.8 (1.5-10.5)




Table 13. ORs for female lung cancer with ventilator usage and genotypes

Use ventilator in kitchen

No using ventilator in kitchen

CYP2E1 W/W CYP2E1 WM CYP2E1 M/M

Case 25 12 6
Control 120 66 4
OR(95%CI) 1 0.9(0.4-1.8) 7.2(1.9-27.4)

CYP2E1 W/V/ CYP2E1 WM CYP2E1 M/M

33 28 8
35 17 6
1 1.7(0.8-3.8) 1.4(0.4-4.5)

Table 15. ORs for female lung cancer with ventilator usage and genotypes (/& 1)

Use ventilator in kitchen

No using ventilator in kitchen

GST M1 non-null GST M1 null GST M1 non-null GST M1 null
Case 9 32 32 29
Control 91 104 24 38
OR(95%CI) 1 3.1(1.4-6.9) 1 0.6(0.3-1.2)




Table 16. ORs for female lung cancer with passive smoking and genotypes (& 2)

Genotype P53 Arg/Arg P53 Arg/Pro or Pro/Pro
NATT1 slow or NAT2 NATI fast and NAT2 NAT1 slow or NAT?2 NAT1 fast and NAT2
fast slow fast slow
Non-ventilator usage
Case 7 0 21 10
Control 13 3 30 4
OR(95% C.I) 1 - 1.3(0.4-3.8) 4.6(1.1-20.4)
Use ventilator
Case 5 20 5 12
Control 8 32 ) 4 7
OR(95% C.I) 1

5.3 (0.8-37.6) 4.0(1.1-14.4) 9.3(2.0-42.7)




