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45 H W9 (colorectal cancer, CRC) S48 | UL 49 % vk i id 2
— i i o LG AR RO 5 4 A2 29 75001 CRC R
HONEURYE CRC, F 2 2 i B IR AR R S N R TG &,
T Ah 25 % g 0% 55w 4G CRC, HL B0 TR B % ok 52 e 5 4%,
P CRC A 45 35t A% PE AR B P PE 45 B 8 (hereditary non-
polyposis colorectal cancer, HNPCC) fIZK ik 45 H I B N 45 &
fif (familial adenomatous polyposis. FAP) . MYH 3[R AH 3¢ if
KPR R Ik 6 R UTE B W 18 A (Peutz-Jeghers £5
AE) Fgh 4 vk B A 9% GGuvenile polyposis Syndrome, JPS) , i%
% CRC [ f& = FRAEBE T W . 58 CRC 19 28 B3 f8 2% R M
R R Y 0 A RS SR IR R A IR KR R B . A XA 4
T\ CRC fifi #5 2 W if T 2 P 5 45 % BT fE 42 41 iy K

M.
oy

LR WT
1 ZEBRENRE

5 [ 0 Bih 2 HEHE HA 3 R G I 09 R M 50 225 iz
MR B RO E AT 1A S 8] 58 B 1 v 2 B
SR A A I I A A iz B L R AT A I 1 n 6 A i 4
Ko A I AR T H P, 28 Bl il 38 (fecal oceult blood
test, FOBT) Fl & il % 988 4k 2% 30 B8 (fecal immunochemical test,
FIT) & %A e AR . FOBT 1T LA#i2 st B R il T
ARYIBR AT FEAIE CRC f & 5 26 R HAE 6 M BOE 2, w] 1 2 4R
45 i S KA T IR CRC [ BOBE 2 T35 A0 25 6 T AR R i 42
o A R U A LG AR M vk A T A R AN S
FRIR SRS B A B2 Y SO PR B 22 . Il A S 6 % T R AL
1 i A i H 2R FIT A FOBT, L 7E 2003 48 3 E 5 4 b 2
iy CRC i 1fi 46 W 358 H 48 B 2 4 1 FIT, FIT £ 4 FOBT
R B — SR AL 580 DL G iR 19 FOBTs 2 Al
BERMAN R R ZEMGE S AR SRR

B ) DU bR AT AR P R E A R C AR KT 250
mg/d T S AR FAY: . it FOBT 78 3% AL A 75 20 i 5 AT k&
FF 25 0 BRI LT FITs 4 InSure® P L BA %5 &5 19 45 5 M 1
R BLAER B X R AT A2 M BR ] . InSure® % 2%
i R T W o I L A T A R S, — T B 4R InSure® I LA
O AR Mg K B FOBT 9 I R BF 98 & BL™, InSure® 4
FOBT H.75 %5 i 2 M 2, B ) CRC(92. 3% vs30. 8% ,n—
13), i 45 47 31 CRC(87. 5% vsbd. 2% . n=24) , B I (42. 6%
vs23% ,n="61), FOBT & FIT fit Ik 45 5 — i 2 e 1 284 b
FETE L Bz 5175 CRC A 56, #F FOBT & FIT 454
PERLEAT S I B A A o S o IR 43 A A H I B 1 H il
T HE S EUR B 25 0L . R BB 25 R g HkE bR CRC AT g,

2 FEBERERNSE
CRC (B BOA i 57 09 0 7 AR Cn oA Joi 42k ook 5% L M2 8 %€
I A B EOEE B 1D B E AR AR . X ik CRC 1912 W 3

LRy 25 W e A RN B A AL SR S B AG A . — B CRC #
12 HfE Hog o s fe e B B OCE S, A 12Ky HNPCC
BRI A 5 HNPCC A6 1 58748 44 575 B si W 4%

2.1 P E AN E M (microsatellite instability, MSID)

HNPCC [#y12 Wi iz W MST £ i JF I 3517 , 45 & AL — Bethesda
PR CRC BE R T MSTAZ N . — Wi T 1 222 i) CRC
BE WIS R, Bethesda #7 i 5 MSI A 45 & B8 AR K b 48 55
B 8 JE HE AT MMR 52 78 6 ) 00 E Aff 238, 7 38 AL 45 5 i 8 R
HAT MLH1 8 MSH2 FE78 1 5By 81. 806 . K R k2N
980 KETIEE Ay 97. 906 BT K 45 A R MR AN AR R K 2 T
IVIST A6 ) 1) 45 S 445y mi M3 1 TR A AR 4 (MST-HD) IR AR
HACTL R R R E PR (MST-LD) AR TR B8 (MSS) 45 76 5 [ 5]
FRERT T HEAZ D 5 D REFFICY AR T 2 M ric¥
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7~ MST W 2y MSI-H, 225K 805 28 19 MMR 5 28 & . B4R
MSI-H Jj& HNPCC MR- AE AR W HAE LY 15 % ~ 20 % M R
£ CRC s fF7E MSI-H. £ {0A 1 AM4ric ¥ 3K 3 MST ) K
3 MSEL, H 72 K £ %0 MST BH 1 9 8K M CRC #7272, 1E
HNPCC #1/hF 10% . MSI (125 1A A8 HE B A J& HNPCC [y
AR DR B MST iy 45 SR 05 B2 IF B8 o8 HNPCC 75 2%
BT MMR 28 K
2.2 MMR SRR X F 95y HNPCC H AR MK R
AL R MMR JE P 5 K B ML H 1 #1 MSH2 & [H
R4 . MLH1,MSH2 (2828 52920 600 /8 450 (0 4 ¢
W UL DNA 75 U Gk o /8 57 28748 . 4 MLH1 il MSH?2
JH PR A A I 3] 58 A8 7 AT MSHG6 9 58 A8 i . MMR 58 4% K
W BH P BE 5 512 HNPCC L, {H MMR A 5 3 [H 2R A8 31 28 45 3¢
AREFERR AR HNPCC., — B 412y HNPCC Hid@ i MMR
PR R ARG DN HIE 5, H— R i R B Ah i1 43 A R i AT
GRG0 G MR 98 718 67 5 14 5 D EL A AR A I g XL
NEAT R VIR MR . X TS Amsterdam B fEH R HH K
A HNPCC B35 By — Rk @, b | 58 #17 MLH1 FI
MLH2 GEA8 K0, #5 LA b 2 350K 6 0 ) 98 4% 75 2% 8 MSHG6 258
R HIFERTA Y HNPCC KR R 7 ¥4 & Amsterdam
FRAE 7E 3R ZUM BEH Oy HNPCC I 75 2255 1§ MMR 5878 Rl
3 RITIESE

1E CRC BB Y7 My B, S5 30 25 19 AH G K U 45 A% B 390 7 8 3
KT 5-5 PR W E G S R B YD R0 SR AT 2 W R B W T SR Ay
TR 1) 25 W) 0 B 5 kg R I R IR T T 5 Y I R A R I i el
WIfER . DA I 48 5 LR T A 7 25 9 F0 8 1] 25 9 40 o
BB ) S5 36 5 A I 4 A
3.1 S-FRMENE (5-FU) & W nE B & i (dihydropyrimi-
dine dehydrogenase, DPD) J2& % g 25 fk 22 25 W Un 5-FU, b &k
Al 15 A A A T Y B B L DPD Bl 2% 1% 82 2 00 FH A ol ) R Y
BENEE A2 G YIR T Sl R E A MR R =T, YF
502/ DPD k= A 148k 2 A48 01y DPD 58 14 4h g
N IVSH+HIG>A P S 2 8. A 1/3 #Ha X 48 19 &
HHH 5-FUJRYT &7 A4 3~4 A, &8 3 & 640 4 19
FERG T, (RS A I ) 5 A5 1) B I R AR 2 B A7 T X R A I
MR RE . 5-FU 329858 o 3 i B 420 M 8 iR & i B8 (chymidylate
synthase, TS) B 1k I 48 FR F B2 (dUMP) BT 3 4k 5% 75 S i 420 Jig
BB (ATMP) . AT 52 1 DNA 194 B K #EEM . TYMS 2
s TS P3N, JL 38 5 JEgR Y X 19 2 A Mk & 5 TS 1 il
T P 28 10 52 W) R85 X 5-FU BT /Y S
3.2 L EHECCPT-11) 23 7= A= 5 o BR il o 5 o e o
AN TS L 55 A L 3 IR PR T A R M R B
fif 1A1 3 [ Curidine diphosphate glucurono syltransferase
1A1, UGTIAD 231 FIX TA B E Sl € B EXF CPT-11 34
ST ROTEPE KU . SN-38 & CPT-11 (3% YA i 7 & 7=
259 Bk, UGT1AL B ] 405 SN-38 2 TG i ¥ 1) SN-38G,
UGTIAl J33 ¥ X TA M & E S UGTIAL 1Y 1 VA1
SN-38 il . Al g i i CPT-11 Ry FE MRS im. UGTIAL 4
Fa 8+ X TTA BEE MG EFEH CPT-11 857 i B FE A
HAG M. TTA 5 EE B E R UGTIAL B RA & i G
15 1 T R 2 (e A i 9 /0 B S SR X CPT-11 19 IE
WG R A2, TA BRI EFM CPT-11 J8I7 8
/by i ) BRI P R
3.3 By FI4A 551 E BB T 1(excision repair cross

complementation group 1, ERCC1) & #% F R Y] §5 1& & (nucleo-
tide excision repair, NER)EZ H ) 1 MR VI, ERCC1
&R 1 2225 R T 4 5 B R YT BR 1B 2 1R 12 19 DNA 2 & fg
J3 N5 BOW SAZE AL Y7 259 I B R SA R BT Pk . ERCCT
7 118 i T/T H R ALY & F AR XS C/CF1 C/T H 5 A
B T A 5-FU/ By R E1E T M ROR 44 H B A 8B
WA ET . &bk S % Pl (Glutathione S-transferase
P1,GSTPL) & —F 25 4y A 351 g . 7T 4K 95 401 25 Ak 97 245 W 1T R AR
HrR. GSTP1 AR 105 i %8 1) 2 45 M 23 BRI A I 1 Bk
SR P1 TG, F5E 32 W] GSTP1 B [H 105Val 4 & F
R T BV R AR T 2 A BRI A A 5 B i 5 s o i
B AN JE  22 AE  HEAE Tle/Tle 35 DX Y Ay R A9 958 00 0 8
fE W WM Val/Val JEH R B FH K 2 f595%CI 0. 85~4. 71,
P=0.018)" . ¥ TR g5 5 =W, e/lle I K %I 1le/ Val
A PR Y ) F9) R ot B A R AR A S e 2 A 1 XU B Val/
Val £ H B % (OR . 5. 75; 95% CI 1. 08 ~ 30. 74; P =
0.0 FHa T K& D 41 % 9 (xeroderma pigmentosum
group D, XPD) & #% H R V] B& 15 & (nucleotide excision repair,
NER) A2 I 53 1A 8 43 7T 3 3 DNA i 52 1 3 306
ALY 2 in b A g i v . XPD HE R K751Q 19 2348
P55 A IR IT AU 8 VAR G, #5748 Lys/Gln #il Gln/Gln 25
IR E B Lys/Lys He PR B (8 35 % 5-FU/ B0 R 411 /9 5
B TO g i R M RS- 2 A A L RAE AR AR. AR
F WU Lys/Lys 3 B B F ) 5-FU/ BV FI41IRIT 10 A R
S 67% 0 Lys/Gln 1 Gln/Gln %t [ 8 % 5 3 43 B R 45 % F
40.9% (P=0.047), XRCC1 Arg 399GIn Z & X &8
A2 X H 4 FE H 1 (X-ray cross-complementation group 1,
XRCCL) 2 o) — Fl oy 471 3 A0 7 25 W B AH 56 19 DNA & &2 g
WL R, #537 XRCC1 B A 399 (B i 1 Arg/Arg JEN B Y
We ) CRC 4 xF 5-FU/ By F B0 7 2 BLECF 0997 280, #54F
399 (L% A% T Arg/Gln 5 Gln/Gln £ [ B (1 2 % %t 5-FU/ 1
b RGBS M 5. 2 1595 % CT 1. 21~ 22,
07,
3.4 HWENRITAMELZ —MARRERNS ERERKN
FZ k& (epidermal growth factor receptor, EGFR) 4l ifi i 7} [X.
WG 5 T BLIEE S S A A B A/ R A B e B T A
Biih, H i EGFR 235 8 A Ay & X % 0 36 97 A S NE Y 26 ok
FAF . W RN 25 R WoR 25 97 A0S EGFR THC 3 5 5
BETG %, BRI Wl T 55 % W] EGFR Kl ¥ FISH 45 5L g 1%
W R85 X 2 0 TR T W IO AH AT R HE— 2 B AN . B SR
SCHR AR TT 25 W MIT RS Koras 2R 1Y 28 28 45 VAT 56, PRI AT
K-ras ZE[H 8728 CERS 7 12 1 13 5 58728 B9 i 0] s % B CRC
BH XY TR 2 R R T
4 EEEN

] M8 985 R $T JR (carcinoembryonic antigen, CEA) 7K F A~
W74 R ok R B Z AR R IR YT T ARG 19 CRC (3 Uk B %
. AR R UIBR L IEAR G K2 6 ) CEA i [1 & 3| 1F
HATV ARG CEA ZKF- A IR H5 828 W b 4 =5 0 22 WA sk
PR MR R A S0ON M ZRBRIRITEFARE MW
CRCEELEEM R, FEMARE CEA RE/RNA LT L
E KBRS . AU 8020 K 2y 70 %, Ho i
R BURIEZ S 1002 IF B /& 800 1 CRC & & 1y 42 %
P2 R A & AR 20 60 %60 . Bis o 1T 30 A0 309 A4
BEMEWLZEWED 3HENE 3 DAL 1K CEA KK
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WL ULy 85 1l — 2 F AR R G IRIT IR AHK . #7 CEA K
S Bl A R I G . 2 A UESE CEA KEThE &
Wl B U 2 R B . IV CRCGE FE B8 5 B il i
P R AR HL e B8 B A & Y (o R R BE AT R BT R P BR L1k
T BT SR TT O & - CEA KR R T DAl 5% 85 F R I Bk
Bk S I AT W AR BT Ak . A5 RIT I AR o CEA JKF R R )
PR BT I IT R 25 B AR T7 15 K - 458 52 38 K 36 W1 3k 2
AR A1 L T oo (BN HE AT B B VAL O 5 IR R AT O SR . AT
Tl B CEA 7T 1 J8 948 F 8 A AR 28 58 3 1 T, 81 4n SR A 5-
FURYTIY 2 JN L BID FIAA 7 1) 4~6 JEP9E Y IR AR 4
RIT T ZokHE CEA WK e B, M H A%t CEA /K F-B 28
Z /ARG PR B A 3 SO TG 1 N3 AR

5 WMFIEME

fifged 43 Wit CRC 28 3% 11 T 5 0 B i 30 52 4 1 Al 76
MSI 459U 7] LAk 37 F CRC 430 W ik 47 CRC B B 1Al . M 1
I 32 AWFFT L 7 642 B A ZEAE S A B 9T & B MST FH
1) 2 L A R A 7 B A F MISS (R 3% [(HR) =0. 65,95% CI
0.59~0. 717, Rpf0R: 11 83 A1 1L W1 /9 CRC % HRs &3 (n=
2 935) MST FH 1 1 5B K IH AR5 T 5000 AR A A7 3R AL A0,

6 B 2]

CRC =55 UL 14 1 i 38 Pl 33 52 36 22 10 4 22 12 7 2 R
%t CRC (¥ 7 % 45 12 I 36 07 J7 28 Mk 8 DA S W 9 /s
P S 2 EL AT SR S, 0 3 R Rt S I A A G T A R T B
7 3 A8 5 A b IR 45 10 R O i T R R 56 TR AR T 7 2
B H A5 .
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