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(WE] B® VAAMIHTABIFRAMNE R . IHRSEBEESSHSEEBHE (CRC)
SRUEMAR, FE RAREGHHERM(PCR)-REIERBRKELZSH(RFLP) SN EHSFH
PCR(AS-PCR)FIZ & PCR 47 A, KM 140 # CRC 8% 1 343 4 f BEXS SR 40 0 2. K P450 HALE
CYP1A1 6235T/C.CYP1A2 734C/A,CYP2E1-1259G/C #-1019C/T £ S5t , A E ®REBL B
GST Mu(GSTM1)F1 GST Theta(GSTTD)SRIGR, LUK N-ZBiEHBEHEE NATL f1 NAT2 &%
MERBSHFE, S EM CRC HRENE N, FF FAEE CYPLAL 6235C, CYP1A2
734A.CYP2E1 -1259C,CYP2E1 -1019T .GSTM1 P& 8 GSTT1 S5 .NAT1 % 10 1 NAT2 Mx
(x=1,2,3) M4 i B R W B AR K 9 31.65% . 63.77% .23.02% . 32.61% .57.25% .17.39% .
26.45% F139.21% , X IR AR K #39.85% .66.62% .20.27% .28.61% .55.46% .20.35% ,25.22%
39.36% ,FF A EH B 47 3% & Hardy-Weinberg V1 EH., REF . ZERKEHPRESH XY,
CYP1A1 6235CC A4 & B A 8 % Mk CRC MK (OR=10.79,95% CI:0.63~0.99); ZE ¥ H
CYP1A2 734A % EEME,CYPLAL 6235C % 2 H 1 7] B F &k CRC X (OR=0.53,95%
CI:0.34~0.83);7E GSTT1 BEE MK, GSTM1 SRBE B T AR BB CRC R B EA B (OR =
4.41,95% CI:1.21~16.10), £ CYP1A1 6235C %X H . GSTM1 M T1 ShpgEHE B0 W
Pkt CRC Bt 5 5 b BT H# R CRCHEPEE, SR E T HEIIEER CRCHNRER .
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A case-control study on the association between genetic polymorphisms of metabolic enzymes and the risk
of colorectal cancer CHEN Kun " , JIN Ming-juan , FAN Chun-hong , SONG Liang , JIANG Qin-ting ,
YU Wei-ping, MA Xin-yuan, YAO Kai-yan. "Department of Epidemiology and Health Statistics,
Zhejiang University School of Public Health , Hangzhou 310031, China

[Abstract] Objective To investigate the association between metabolic enzymes polymorphisms and
the risk of colorectal cancer(CRC). Methods Methods of detection used were based on polymerase chain
reaction( PCR) including PCR-restriction fragment length polymorphism(PCR-RFLP), allele specific-PCR
(AS-PCR) and multiple-PCR to identify the polymorphisms of CYP1A1 6235T/C, CYP1A2 734C/A,
CYP2E1 -1259G/C,CYP2E1 -1019C/T, GSTM1 and T1 null type, NAT1 and NAT?2 alleles among 140
cases and 343 cancer-free controls. Results The allele frequencies of CYP1A1 6235C, CYP1A2 734A,
CYP2E1 -1259C, CYP2E1 -1019T, GSTM1 and T1 null type, NAT1 * 10 and NAT2 Mx(x=1,2,3)
alleles were 31.65% ,63.77% ,23.02% ,32.61% ,57.25% ,17.39% ,26.45% and 39.21% in the case
group and 39.85% ,66.62% ,20.27% ,28.61% ,55.46% ,20.35% ,25.22% and 39.36% in control
group, respectively. The frequencies were in Hardy-Weinberg equilibrium. Data on single genetic
polymorphism and stratification analysis of multi-genetic polymorphisms indicated that CYP1A1 6235CC
homozygote was associated with the significant reduction of CRC risk(OR =0.79,95% CI: 0.63-0.99)
and in individuals with CYP1A2 734A allele. CYP1A1 62345C allele had the same effect( OR =0.53,
95% CI:0.34-0.83). However, individuals with GSTT1 null genotype, GSTM1 null genotype could
significantly increase the risk( OR =4.41,95% CI: 1.21-16.10). Conclusion CYP1A1 6235C allele
might play an important role in fighting against colorectal carcinogenesis. However, GSTM1 and T1 null
genotype might serve as risk factors genetically. Larger scale population-based studies were needed to
confirm the current findings.
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2002 E £ RAE1023 1204 EH &
(CRC) s 1], H 528 978 fi M & SE =1 . 7E R
& ,2002 /9% & 7% B R 150 65661, FET-89 10241,
43 50 FE R T b YR & R R AN S T AR A RSN
fir,S ERBROAKEE =M, CRCHEEES
HWE ZLERMERADSRE, UECE XA HEER
ZEM ARRERBRES CRCHXEHET EH
5T, AP R UFE A R L RE b, DA B ARBE U AR N B
RIZ, HAT T AHA BB 40 R 6K P450 E LB
CYP1A1 6235T/C. CYP1A2 734C/A. CYP2E1
-1259G/CHI-1019C/ T&f i 254, T HA B BA
BEH K E GSTM1 A GSTT1 #FE®, LI R N-
ZEEREEREEE NATL Ml NAT2 S S £ R
H5CRCHXZR , URGHHARMBEREZEESH
k CRC % 5 BRHIEM KR,

X REFE

ILAAMB HIEEEERSEELK BN
CRCHARFETERFHHWEMD, 19899 F5SH1HE
19904 A30 H,MEHFEFTEKN 10 1% H 30
SRV EABILTSSIBA#ITT CRCE#E,EH
64 693ANB N, M E X K85.3%Y , ZARHEE
JERREE LB R, R B 24 i R B YA B £ 5T BT
RN R B0 R R T T AR —
BRATHEROME I F. ZFRUZABFIFRA
B Ho BRoTm6lh 1990 4£ 5 A E 2002 4£ 9 A
6] %2 A 3% B hn 1989 — 1990 4E % 2 9 JBL & ¥ CRC
SR, 3t 177 B, HEBRBE T 16 B, K iH 16 BRI
560, LhREE 140 Bl (B % 57 B, A& 83
1) 5 X R o BSR4 W 4L BB AL R O i A BB 1 BA
FI AL 400 A HEBRFET: 16 BF0 CRC B 1 #,
T 383 A, SEFREE 343 A BF5E Xt 43t 483 4
Yl - HNMRAER LN#ET XN —RERE,
[7] B 22 BF 90 X 42 JR) B U B K AL S ml

2. 095 07 ¥ B4 DNA RBCR B sk B i A
B EAHMEH RN R AAEAT, 3 LRR
VRS FE B TR 4 R, O RIE A B IEE L DA
10% B He Bl BEAT Rl RE R o 45 5 ER A A0 ) 43 B J
% SCHRRGE I R B, 78 NCBI B 48 30098 i b st
TS . BRIk
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(1)CYP1A1 2K 6235T/C(Msp [ ML H 25
#4347 : R PCR-RFLP 4347, 51 #1751 % 5°-CAG
TGA AGA GGT GTA GCC GCT-3’ # 5°-TAG
GAG TCT TGT CTC ATG CCT-3", PCR & R %%
5 94C HAEMS min/i , F 95T 30 s.59C 30 sHl
72°C 40 s#4T 30 MBS ,72C L #7 min, PCR
RIBLF=4 (340 bp) 5K NI EE Msp I F 37C
k2 h, HHFTE 6235C E & W, B R 140,
200 bp DNA K B,

(2)CYP1A2 %K 734C/A L S L B ST R
Fi PCR-RFLP 4347, 519)% 51 % 5°-CCC AGA AGT
GGA AAC TGA GA-3’#1 5’-GGG TTG AGA TGG
AGA CAT TC-3’, PCR & K & 44 94°C i 28 ¥
5 minf& , F 95C 30 s.52T 30 s 72C 30 s#AT 32
ANMEFR G ,72°C M7 min, PCR R N =41 (243 bp)
LR AR Apa T B8, 734C B A 119,
124 bp DNA kB, 734A NFEHEBYINLE o

(3) CYP2E1 2 H-1259G/C(Pst 1) #1-1019C/
T(Rsa 1 )L &M : XA PCR-RFLP 47
K, B MFEF K 5 -CCA GTC GAG TCT ACA
TTG TCA-3’# 5’-TTC ATT CTG TCT TCT AAC
TGG-3", PCR R &K 94C BAEHS min/g , T
95C 30 s.56T 30 s 72°C 60 s 17 30 MEHG,
72°C #Ef#17 min, PCR & =47 (410 bp) 53 51 2 FR il
YN YIE Pst 1 F1 Rsa 1 fEF,-1259C & Pst 1 E§1)
7 290,120 bp DNA A Bt,-1019C £ Rsa 1 B§YI K
360.50 bp DNA H Bk,

(4)GSTM1 F1 GSTT1 BRI ¥r . RAL E
s 3 BB RM PCR 48 7 &, R Y3
GSTM1,GSTT1 MIAZH-RED , B X3 WF7]
H:GSTM1(5°-TTC TGG ATT GTA GCA GAT
CA-3’#15”- CGC CAT CTT GTG CTA CAT TGC-
3’), GSTT1(5’- GCC CTG GCT AGT TGC TGA
AG-3’#1 5°-GCA TCT GAT TTG GGG ACC ACA-
3')MB-BREH (5°-CAA CTT CAT CCA CGT TCA
CC-3’ #1 5°-GAA GAA CCA AGG ACA GGT AC-
3’')o PCR R B & X :95C B A ¥ 5 minJ5, F
95C 30 s.60C 30 s 72°C 45 s 47 2 MG IF,
95T 30 s.59C 30 sl 72°C 45 si#47 28 MEIH , &
J& 72°C 10 min, IF GSTM1 B4 BIA231 bpH
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KB, dE GSTT1 Stk BIA 120 bphy B, Wi B A #
fmERAT268 bpH BB BB RE A H B

(5) NAT1 2B £ 5 40 #7: K A PCR-RFLP
MEESMERERME PCR & 2. OPCR-
RFLP Ak R : 518 F 51k 5°-CTA TTT AGA
ATA AGG AGT AA-3’ il 5’-ACA GGC CAT CTT
TAG AA-3"; PCR & M. & f 4 : 95C HiZE ¥ 5 min
J&,F 95T 30 s.42T 30 sF172C 45 spkf7 30 NME
W5 ,72°C $EH S5 min, PCR & B 7= ¥ 2 MR %1 ¥ W
YIE§ Mbo 1 B Y] J5 2 4.5% metaphor % JIK B3k &
B, NAT1 * 4 8 7% 105,71, 45 bp DNA 4 #,
NAT1 * 11 8 7% 122.71.45 bp DNA %4, NAT1 »
10 #M =3 & 7~ 131, 71, 45bp DNA % #, @
NAT1 = 10f1 « 3 Y BRI R Z EEMERER S
PCR ¥, NAT1x 108 R 59 F 5K 5°-TAA
AAC AAT CTT GTC TAT TTG-3’ 1 5’-GCC ATC
TTT AAA ATA CAT TTT-3", R B-HREEANK
£, 5|4 F 5 R AT GST 434, PCR &4 %.95C
A S min/G , F 95T 30 s.45C 30 sf1 72C 45 s
#1730 MER G, 72C EH7 mine NAT1* 108
7% 268,244 bp DNA & #, NAT1 * 3 RN Z &
268 bp DNA &4,

(6) NAT2 2 & &5 7447 : % | PCR-RFLP
TN, SCHRIRE M4 BIRAE S EHERE A
B op o A0 A AR, A B SN W M1 M2 #1 M3
ZNEAFATTRMAAE, SIWFIHR 5 -GCT
GGG TCT GGA AGC TCC TC-3’ #i 5°-TTG GGT
GAT ACA TAC ACA AGG G-3’, PCR R > #
G4aTbp) sr MERF NV Kpn 1 . Tag 1 F
BamH 1 BV ¥ E R F R, M1 BESAMERE Kpn
TEE VI AT 5%, 547 bp DNA R B, Hfh R &Y
FI A 114,433 bp DNA H Bt, M2 2748 % {7 3
Tag | BEUIALSE R BN AFE— BAMS, RAH
392,155 bp DNA %%, H i & B &8 F 222,170,
155 bp DNA %&# ,M3 RSN EH BamH 1 B§ Y]
Pis g 4%, 547 bp DNA R B, Hith 3 N B % 3 K
490,57 bp DNA £&# .

3.5 7 SPSS 11. 5% i+ 5 /4 v 52
B LAy RIS B 4 28 AR B (0 B IR 43 Y ) 2 9% 1)
MEBHAMK A HESF; URBEREFEZ2H#EE
FRMAH N E S B A IE &M logistic [ JHAE A
WA RHEES CRC HBREMNER, UAB AR
(OR) B H 95% Rl 5 X 18] (95 % CI) R B MUK o

5 =R

1. BREExt RE— BB . CRC B & A 53 A
L, R H R E B E(BMD) % MEFFE , U
oW M ORI %5 L ER 5T 2 58 B K B 40 A A0 S R

EERBESETERN(EL,
£1 CRCHRMRH—BHERL R TA KERRE
LlAE: bagict:i
R hm mmmx) AR mRE%) o
3
3 69 49.29 162 47.23 0.68
% 71 50.71 181 52.77
BMI(kg/m?)
<20 44 32.35 95 28.27 0.58
25 73 53.68 184 54.76
>25 19 13.97 57 16.96
Bk 4 - 7 -
% A AR
A% 89 63.57 206 60.06 0.13
TR R 22 15.71 39 11.37
AR 29 20.71 98 28.57
RIERBL
Rk 100 71.43 234 68.22 0.75
32K 10 7.14 25 7.29
BLTER 30 21.43 84 24.49

* FRBIE M EANER(ZL5)251058.80%8 £9.99% |
58.54% £10.72% ,P=0.81;# T¥itE BMI &K

2.EDERNG M ERHBERBMURREES
o 3 R 7R Bl 4l Fxd B AR SR L3R 2 A
R3, Ho @ F NAT1L Fl NAT2 B RS0 & H &
X EMTIEEF,NATI EEHBEHBREBRK
FEHE NAT1 % 10 B H1E N, NAT2 ¥ M1,
M2 F1 M3 FfEEAH . 2 HAaRERR
B A % B R 5 i WA & Hardy-Weinberg . DA
TR B AERER A B, K AIE &M logistic B AHE
R FERTAERS 4 B BMI. B AH K E 45 T BB MR 2
HEHETHAR, AN AABARTFAFAERS
CRC B RE X R, U CYP1A1 6235CC R
A RMED T X3 B E MG TR SR O
(OR=0.79,95% CI:0.63~0.99),

3.1 A8 AR A 2 -2 BB A RO A T
CYP1A fMiCYP2E R KRB H kot &
HRBEHM . &RTW 7 CYPLA2 734A %4
HEAEER, CYP1A1 6235C % {7 % A % CRC &
RPN, HE G FE L (OR=0.53,95%CI :
0.34~0.83),% CYP2E1-1259G/C F1-1019C/T#y
SR, BE MER B MURMBL (R 4) o
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F2 IAHNREE CYP ERAMN BRAANBTEFRBMENMERN 7
¥ H kil XAl OR fH(95%CI) "
B HRE(%) AB BRE(%)

CYP1A1 6235T/C TT 65 46.76 122 35.88 1.00
CT 60 43.17 165 48.53 0.83(0.67~1.04)
cC 14 10.07 53 15.59 0.79(0.63~0.99)*%
Bregeds 1 - 3 -
CH%MER - 31.65 - 39.85

CYP1A2 734C/A cC 19 13.77 47 13.82 1.00
CA 62 44.93 133 39.12 1.12(0.81~1.55)
AA 57 41.30 160 47.06 0.99(0.80~1.23)
BrRMES 2 - 3 -
ABAEA - 63.77 - 66.62

CYP2E1 -1259G/C GG 79 56.83 209 61.83 1.00
GC 56 40.29 121 35.80 1.14(0.75~1.73)
cC 4 2.88 8 2.37 1.28(0.36~4.52)
Bk fE - 5 -
CHNA A - 23.02 - 20.27

CYP2E1 -1019C/T cC 59 42.75 164 48.38 1.00
CT 68 49.28 156 46.02 1.22(0.80~1.86)
TT 11 7.97 19 5.60 1.47(0.64~3.37)
kS 2 - 4 -
T S %A - 32.61 - 28.61

* VA% OR {H(95% CI), K FI3E &4 logistic [l 3, 24 #¢ 5] . BMIL R M K ERASE R AE; # OR EMITALIHEEL,

P<0.05; & BRRERKREBRNTIEBNEER B, HTSEHTHAEE, SAERBERITEU L AMEEF 2 M EAREETE

£3 [#MRI#EE GST NAT &ERBIAIN BAABPERABMEMERSH
W BIA Xt R4 .
£ K W BRE(%) | B ARL(S) OR @(95% CD)
GSTM1 Esrpa R 59 42.75 151 44.54 1.00
B Ay 79 57.25 188 55.46 1.07(0.71~1.62)
e e 2 - 4 -
GSTT1 |73 230 114 82.61 270 79.65 1.00
234 24 17.39 69 20.35 0.78(0.46~1.32)
Bk (Es 2 - 4 -
NAT1 Hitb#H R 86 62.32 216 62.97 1.00
*10 A HER 31 22.46 81 23.62 0.97(0.59~1.60)
* 10 i EHER 21 15.22 46 13.41 1.14(0.85~1.54)
Bk g 2 - 0 -
* 10 FHER - 26.45 - 25.22
NAT2* Wt/Wt 50 35.97 123 35.86 1.00
Wt/Mx 69 49.64 170 49.56 0.96(0.62~1.50)
Mx/Mx 20 14.39 50 14.58 1.09(0.59~2.01)
R 1 - 0 -
Mx % (iR - 39.21 - 39.36

* F&2; & A2 A WieisHFERMSAREE, Mx G5 M1 M2 #1 M3 S EHE

#4 T HRBEEREE-EEHK SR ET
Z A = A ¥ 1 3 X B B8 OR fH(95% CI)*
CYP1A2 734C/A CYP1A1 6235T/C
cc TT 10 33 1.00
TC+CC 9 14 1.66(0.46~6.00)
CA+AA TT 54 89 1.00
TC+CC 65 202 0.53(0.34~0.83)*
BRoc(Ee 2 5
CYP2E1 -1019C/T CYP2E1 -1259G/C
cC GG 48 142 1.00
GC+CC 11 20 1.34(0.57~3.12)
CT+CC GG 30 67 1.00
GC+CC 49 107 0.97(0.55~1.71)
BRKMES 2 4

* % 2; # OR EMIHTASKITEEL,P<0.01; & K2
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4. T MR 14T Al 5 R - 3 DRV K & 80 40 < 4% GST
MNATHMARHSERAW TS, oM ERNEKA
Bh, NAT2 . NAT1 R#EHRE 2 H1EEL
BEAL S R R R Z BRAL R R R, A B R A
THABFE, EREW L GSTT1 SRR,
GSTM1 Shpa I ] (FE AL B B CRC MR F+ |, 9F
BRI BEHEIT¥E L(OR=4.41,95% CI:
1.21~16.10), % NAT1 #1 NAT2 B4 B4, &
BMEBILMUMM (R S) -

®5  [ARARRBEE -2 F BRSO 5 E AT

® H WHR RO ORH(95%CI)"

GSTT1  GSTM1 '
B EBER 54 118 1.00

R 60 152 0.85(0.54~1.34)
BriaR E|3 730 5 33 1.00

Brera 19 36 4.41(1.21~16.10)*

BRMS 2 4
NAT2* NAT1*
BER  gHE 12 31 1.00

Y Y 8 19 0.65(0.17~2.47)
RER B 74 185 1.00

732 85! 44 108 1.11(0.70~1.75)

Bk 2 0

* A& 2; # OR HMITALIT¥ENL,P<0.05; & [ 2;
A NAT2 RERE WiWe T WiyMx, B EBE Mx/Mx, Mx 81
M1.M2 il M3 &4 3 [ ; NAT1 fRERIFE NAT1 * 10 #E R4 A
BERE BEEEAEN - 10 BMEFAMNERR

5. 0B AEST % CYP1AL 6235C/
T, CYP1A2 734C/A Bt &, CYP2E1 -1259G/C.
-1019C/TBE A, GSTT1. M1 Bk & ,NAT1.NAT2 B
B RASBEaF X A, B 1. AR s
MER-EEZTEER. BERZIAERITEEX
HORAP FE B RN o

it i

R R A £ S BRI R 84 5 B &
EYMEEX., AXHEE5 CRCEEXRECTRET
O, EILE Y E NS 199 £ 1 AE
2001 4 12 A BRI AT K FR K X F CRC Fif i Bf
B R 2 25 M 1Y 9 B 0t BR T X BB B0 B 9T AT 4R A
Meta 7347 & BL, GSTT1 SLFE L NAT?2 Pk 2 Btk
HEEA/FRAR CRCHEK K E, OR 1E(95% CI)
KR F1.42(1.21~1.66)F11.08(1.00~1.16), [d
et ,CRC REFEEH ZHE RV EALEIR, A
REERERW 2, 8% BREBEE U RH#T
EHMAR ZEAGANARGE SN, B TAXERA

MENAERBEHENWARE ST ARABEN
BE/RPHER AXREGEARERESERNLE
TERMI4r#T o

HEEPASOMAR I HAMMBR, R EH
BBYNEREEE ETEEE A TS T AR
WEA - B EAEREAREY. CYP1AL 3’ %k
A% X 6235T/C MR MmB B IE M, R4
4R P BOB Y MU BE T, DT 386 9 A B T RE A
Sivaraman &SGR E T 6235CC A gE F R
fi CRC fER 7. 945 (95% CI:1.4~44.4) HZ )5
Inoue %' | Ishibe %" WA K 6235CC & P %I v &
R R CRC XU, (BN B A X B4 it E Lo
AR B R NBE R R BIX BRAF 5 R B, 6235CC H FH &Y
AR EBEHLARE R CRC 89 K (OR=0.79,
95% CI:0.63~0.99),i#— B #E CYP1A2 734C/
AZNERSZHIRB, EHBW 734A ENEH
AME,6235C S E T B F EEYLAE R CRCH
KK (OR= 0.53, 95% CI: 0.34~ 0.83), Xf
CYP1A2 734A. CYP2E1 -1259G/C. -1019C/T 5
CRC KR M7, B A MR B B MM, XPiRE
B CYP1A2 734A S EREREZE AR A HE
H0.67, 5EME WL R AR AR 6SMMBERKY
ABE0.66—F ., HX CYP2E1 -1259G/C 54 &
BAST R, BE M CRC W WA RER® .

GSTHAEREEMIHAMAEHR, FES
S5RAFHEREFEBRYRFEE ., Cotton £ 3¢
2000 fELART T BB A % GST 54 &% /15 98 5%
RMBRBFTTHEAE BB, AN GST EikEE 2
CRCIEXR A , T ZE S E WML LA FER
EABEBURY NRBER SR CRC M5B, B
FHAMELZRHRFRASBHE, HEEREDS
EEZ MBI, LB RIR WA E SR, B
R4 RA—3, Houlston, Tomlinson ! 7 /& i) Meta
¥ F B, GSTM1. T1 % CRC B4 4& OR {4
(95% CI)4y51281.10(0.99~1.21)F11.16(0.98~
1.20), Yoshioka " JF B GST.NAT §R £ &
BILEE 0 & B, GSTM1 HE ki BRI B #H# GST
PlAAGAT BELEBGH AR RM. Kiss %™
FRII CYP1A1l.CYP2E1 Bl & GSTM1 5 CRC
MR, ANEF =R BN EMNENER
CRCH R K & & (OR=4.62,95% CI; 1.23~
25.68) , RS EEMAERB WL EEM. &5
FAHT GSTM1. T1 B3R FEEBKA U KE
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HCYP EHEME CRCHXR, N GSTT1 b4
B, MEEF] GSTM 1 SR AR T N IR RE 8 CRC
MR S ETE (OR=4.41,95% CI: 1.21~
16.10), 75t GST BEEMEKBEBAK S L
Bl,GSTT1 SRIA R SBIERBEYWHEBA X CRCH
EERT"

NATHMRAERBE LN E LS 0 KR EE
EH BAFEHEAEDHEEZRBEBE, 2T,
FEEEREBEYZ CYPBATELE  FHEH
#—% N-ZBHEBABEY . NATs EHEE
LR W ALK Z B Ak BB J7 M\ T R W R AE B IR 4
Bell " HEMBETHBHREBNSENER
NAT1 = 10T B EH S EH CRC WK
(OR=1.9,95% CI:1.2~3.2),fHKR & Bl NAT2
W 2 BEALREEA S CRC B EM X, BR%S TP
RHIBEFIAN N NAT2 B 4 R B8 3 2 B 10 56 R A
AT RE R K R B & W R4 I R i ] B E %51 7
FHCUR ABE M BT ALAE Wi/ M2 BRI B A MER T
BESM(OR=3.21,95% CI:1.33~7.76), B ¥
EEVIFEREE % GSTML. T1 #1 NATL 2455
A CRC M KB, GSTT1 HFE Al 5 5 5
CRC 5 A 5, W NAT1 = 10 5 CRC # 5 &
HHEX, FEARANBHR LR R NAT1,.NAT2 #
BRSO HEEKASNERS CYP ZHEKA
AMBHKRRE B ERN . FFrREH NATL * 10
EHIEREEEABEMERSAITEN26.45%,
AR A% IRIE (27.8% ) H A — B, NAT2 Hhik
ZBEALEE H R (Mx/Mx ) 4 Fi 55358 14.58% , 5 B
BAMEA B, REd TR X R H X 5047 A
WEMEARMER, WA Bl THRLBY AR
B %F BB A, Tovk 38k 4 1 8 O 15 F VR 2% IR A IO AR 7E

EEA AT BT AR WO BE Sy 2L B 9 0% 1 X BE BT 5T, |l
FTHRBEWEREZ HRMNEHER, RER
G EMHBMT T HEEHNBE CRCHER, MEH
HE— 25 AT & B WA B o B R A 4 4 R
WERARKERRRBEROMELIERRBRI T,
A REXM IR W R R, EXREBEELS
HE CRCREMMR, FEREEL.BRABIKE
W5

2 £ x ®

1 http://www-depdb. iarc. fr/globocan/GLOBOframe. htm. WHO
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