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JETTIE B o H v A B 2 2 T A o7 4 25 I s DR
2H F TP b A R A R 2 e B e A T IR B T Ak
FFRE b T T A s B 90 BT AR 0 10 (b [ 45 W o
g 2R B L (2016 4, ) )BT £ F 2016 4F
5 H8 AfE LilEHIT.

AP DAL 32 TSR K, i AR B 2R 23 AL
o oF o e R UM A ) B B AR E RO SR H
e B 4 A& b 10 T A 2% 200 SR R UL R R R AT
TRE e FE B, 22 B[R] 5 e W BT #2550
20 RN — T R I BRI A FE 4 1R JE BL TG
WA Gm i T ARG . ARG IIE & 2
FEPMBRFRSINFR 1, B—EHBREEL A
o, B # 3 80 Yo B A hy 3 k5 AH B2 W) 4 Ak 5L P
WA #7505 2 IRA A A I8 B AT 34 38 3 r 7 225K
W30 s EAT 5 3 ISR L W 4 2 B0 3R
AN

B % 1% CRA By — L T Bf

L SIERFETRIERLE AR BRI,

EHE S 90y b, EFF 9 B ARk R R R
96.29% .,

—JigH A 20 A 5% 2L 10 948 fi] CRA B & 1
Meta 73 #fr & 8L, Rl B 4P 44 A5 CRA 1 k4 &
ARG 1R JR B 1 ZE S5 21 55 AR A ZH A B ARDRE S 6
FE (relative risk,RR) 4 0. 72(95%CI 0. 63~0. 83)(1°7
2 W2 43 A K B s i KR 2R i 8 A X CRA &
A1 RR 7 0. 84(95%CI 0. 76~0. 94) , (& 5 SE £F 4
H7 0. 93C95% CI 0. 84 ~ 1.04), &5 A4 W 2F 4t H
0.76(95%CI 0.62~0.92), M. A W55 HE % R
251 [ G 0 Ml DR AT IR 98 i 55 8 5% 0 i B R 9 A
(European Prospective Investigation into Cancer
and Nutrition, EPIC) JAZ 8 5% & IT 43 #7 . 2003 4 1Y
AT R R IR B A AR R B A S A B AR
A, 45 E s R RR 2 0. 58 (95%CI 0. 41 ~
0. 851, i Murphy 212 4E 2012 F IR &GS T
EPIC py it 5888 . 715 3] 1T 2RI 4518
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TE 5 S U5 5T B A0 AR R4
I >k H & A BT BBHFITH) Meta 4087, 8L E /D 1 ANBETE R4 (0 Bl AL JE B 75 v 345 10 3F 3%
IIa oK B B R AT 0 AR B AL BRF 5 v iR A 1R 5
b K A BT R0 BAFBIF 5T S0 1 % BRAE 5 Cle 42 2 oD WF 58 19 E 4
Ile K [ A WA A A T I IR F 0 5815 e . 3R X BB S R A R 2 F Rk
T 0 %) 5 A e, T A A X — S5 R TE AR
| K B RZ 50 B R P % K2 B SRS n AU
=
A SRR SR KR 1 5 E
B SCRFIZ SR A — R
C SCREZ SR B 5 A 5 A ) 4 7R SE b
D AN SCRF BB 12 2% K 0 — JBUE B
E AN S B BB A A s O R UE A

L ZREE BB TAE4L (U, S. Preventive Services Task Force) i) 4r 2% 77 ¥: 315 2k ;> 2 18 http: / www. cebm. net/oxford-centre-
evidence-based-medicine-levels-evidence-march-2009/; < I8 SCHk[ 13RI 8943 9 07 8= 3018 ok

T SR I SR AE G A AT 4 ) B ORI
Z— AR AR 45 H g RS AR G M IR g
BE . SRR E Y5 A &5 45 B i K
(R il S S

2RV AN Fm THRGBANTREKRE AN

WEHE S5 200 b, #E7 S5 200 B, k| Bl
89.74%,

H AP B R S0 PR o 5 45 M R R LR 1Y)
WEFE 2 LA BN B 5 FL 0 491 % BRATF 52 R 32 o 6 = B
ML B8 B RS T 028 . B SCHk R Z 284 i
FR A= F P K A S5 W 2L sh P i UL ZH 80 A 1
PR (] EE % R SR R B D A = 545
i 98 1) 5 ARG A 56 . Larsson #l Wolk ™ %} 2006 4§
Z Y ER 43S M B 9T AT T Meta 43 Hr . K BEAL
AR AR 2 A58 A B R R4 A, 25 B W
AR XURS (584 h0 1. 28 /% (95 % CI 1. 15~1. 42) , 1fij
INNAES PPN S E RPN 30N RS |
L. 204% (95 % CI 1. 11~1. 31) . FH-%0 % 23 22 W]
T H LA 120 g, H45 B 11 8 XU 1 RR
H1. 2855 H L4 A 30 g il TAZEHEL,RR Ay 1. 09,
532 WiMeta 43 A7 AR 15 H 2L 25 511 ok
1 i Meta fiff 58 XF AS [R] 2% #Y (4 21 ) 5 45 B 1 98 1 XL
B EAT T A0 0T - S5 AR R AR R R R IR A RS A
GG (RR=1. 24,95% CI 1. 07 ~1. 44) 45 H 1
JE(RR=1.24,95%CI 1. 08 ~ 1., 44) X\ [& B A 1F 4
M TG R B8 DN 5 4 E i i g Y e TG I 3
O,
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T ] 27 %) N HE &5 B s G B DR 2% 1) i 491 0 R
WEFEHEAT THL A 3l it XF 6 646 )45 & i i & A
9 9574 Xf B BB HEAT Meta 43 #7 . & BULL A 2 45
B R 1 fE s R & (OR=1. 62,95 %CI 1. 27~
2. 07,

.KHRIMALEAM B AR ZH R E,

WEHE A Na, HEFF S9N B, 5k F R
97.06%,

W 2 45 L s e 1) B S AU R &R HL
I B4 AF RIS B A — E R S AL 6 R . Meta 43
BT B0, 55 N W 35 R L A W s A NG T o
RR 2 1.18(95%CI 1. 11~1.25) , W& 4 & %5 A W& 4
HH 10 000 N &5 H i i ke B Bk £ 10, 8 il
(95%CI 7.9~13.6)" . WM EAEH N 10 32/d Af
{68 55 B g 9 RV T 7. 8 %6 L W M B A B8 10 4E
CAEAL < 001 = WO 2 < W 0 4 280 I mT i 45 1 i
JRURE TH e 4. 426000 eAh 7 WM s #E s 10 4RGN
FF rh 45 M g RIS I W AR s T S T A T T
B, X 2 S A WO s e 30 AR NHE AT Se it
B, 5 — U KB Meta 43 M1 7R 45 H AH B
538 o BV AT 384 hn 24 20 %6 i 45 T g KU

L RKPRERBRAEADBA RGOS LR E.

UEHE S50 b, HEFE S5 90 B, 5k W B3 h
100. 00% ,

CERR Nt 55 25 s g 0 s KU B — g
AE et . Huxley 552 5 %F 103 351 BA# iF 5% 45
I 04 [ Jost o3 A 2 3 & T B N S O 2 1) 45 L Y R
5995 AU 58 %o B 2H T 60% (RR=1.56,95% CI
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1.42~1.70), Bagnardi 2" %} 1966 4E % 2000 4F
() %) 358 3 SCHR 20 A A B o 55 6] BEZHAH BE o DR N 25
LV 9 0 AR R XU i o TS e Y v T A T
(25 g/d H RR=1.08,95%CI 1. 06~1.10;50 g/d
H RR=1.18,95%CI 1. 14 ~ 1. 22; 100 g/d K
RR=1.38,95%CI 1.29~1.49), H#H 1 WiMeta
A3 N H2 7R 25 B R 1 RR 5000 & ) A7 78 4 PE 1
IEAREHE . BRI, 53 A Meta 43 A7 & B0 [ A B
H O BEER A T 5 A5 B R RO T T B A oG
Té(zﬂ .

S.EMALEMBARMEES LR E,

HEHE SR a, 7 55 N B, AR R Ny
84.21%,

JE JhE 2 45 W 9 » 0 HE 02 45 W 98 e Y s f I
. AWPEXT 2014 4EZ AT 50 I5UHTBE P A 5T
177538 R BT i B3 5 kg Al S B4k
957 55 22 b M R R KU 1 T . EPIC BFSE
RIVAE 20~50 & A48 Be i N o 1A 5T o 4 B 185 o
1 kg, Ho85 9 09 & 0 WU B2 85 60 2601, Ma 407
R NE T 25 W i s AU S BMIL IE o 3% 45
Ji 988 9 VRS B 1. 334 /5 (95 % CT 1. 253~1.420),
JEE FEI B8 e K 1Y 1/4 GG B g DX IS 2 e
M 1/4 N eSS B s R 1 1. 455 £% (95% CI
1.327~1.596) . Larsson 1 Wolk!® 3@ 53 [|] Jifi BE 13
ARG PR R WA 2] TR L5 e . A, 1 T Meta
TR BMI 43K 5 kg/m® AT CRA KUK 2 5
25 20%, HiZ&5 R 5 R MNAZ R E Rk EF .
M3 A I BT ) A G A R R S

6. A FLARF M T AR L B % 09 B R T,

WEHE N Ha, HEFEE RN B, Rk E R
84.21%,

GHR iz ] A — o B EE LR IRAS H Mk
g KU . EPIC 254 5% v & B 32 75 4K 7 06 3l vl 2
S RRARES B e AR H AR (R AF 5T R A5 H 2R A
M5 . AFE 19 WASIBFFE 1Y Meta 530 #7 & BHL .
PP B 05 O 1 ) A g 3% 2l 4 AR 4 B W g R
CHRMEPETE 3 RR 5 0. 79,95% CI 0. 72~0. 87 ; 1%
SPGB RR R 0. 78,95% CI 0. 68 ~0. 91)1,
Wolin & X 52 151 BA 5] sl 55 51 % BEBF 9% 1) 25 &5 40
B & B0 15 3 o e 2 N BE 55 0 BT N FE AR LG 45
J 98 U 9 RR 4 0. 76 (95 % CT 0. 72~0. 81) , HiX
T 7 AR O 1 7 BA 31 BF 5 op BB O B (RR = 0. 69,
95%CI 0.65~0.74), Liu ZP %) 126 T HF 98 k47
T LA U T WHO #3119 & H i3 3h & v]
S5 g 0 A B A 7 00 A2 AT TG Bl R e A
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2 A5 DL b ) A A AR

7.CRA 9 0% & T X I 45 B 3o b B 09 & e A FE
M AR 2 B W % 09 K om &

WEARSE RN 1 HEE SR AL kR B Rk
100.00% .,

ELR 5k DL Qe ] L) 45 L R g S AR
521G R WL (2014 4F , PO BRI .

8. I 3] IE #k | 3R A, 5~ B4 (cyclooxygenase) 2 4 4]
4% NSAID T8 % CRA #1 % ([la) A2 B 46
REREC]),

UEHE S Ha, #E4E % Hoh B, Rk 3 h
96.88%

Ko [ F 5% S H5 BT w) U AR R A 250 7 B 25 L
. HATOCA 1 300 45 T 6L Y B AL BR OB 5 i A
R0 2 B w DEAR (325 mg, BB H 1 RH O IRHAT 5 4F
KAWL B CRA KA M- B R BEDY . BUE R
FH BT ) DE AR AT fef— i fe I 2 CHE CRA B AR 32 B
K 282657 Gy A LR 43 BT 5 U 9 4 BEAE 5% 1
S5 R LA R B) w] DT AR R 22 3~ 10 4F W] B
RE AR — PR TG I BE ABE CRA By & A4, H R % To b
BLXT B B BA 51 BF 52 30E 52 H A A 2 £ NSATD A 2R
AATE 2 3R AR — RS B R R b A ] e
CRA By &A= AUA 8 W 1 % BRI 5% $2 75 R IR
F NSAID n] 2 25 B AR — a5 2 AHE CRA 19 &
Az R e B ] DT AROR il I 1 R NSAID 5§
PG T 2 400500 AR OC 0 I8 Ak 5t 0 IS S R
B DL R HE B AR A R R A A S 1 A
BT 25 s B I 00 ] ) A - XU B R A -3 25 LG
H BT A SR H T — A HE CRA W& 1 #iB) .

9. v ER TR T B # A CRA 89 % A&

WEHESE N Na, 7 S5 00 B, Ak R
84.21%,

K A TR [ ) — TR IS P BE AL AT B 22 Hht il R T
TR 99 A 960 BII4E I =50 % | g B2 K 2 HE Bk
AW Bt R K V- <<20 pg/L A& BEHL T O TR
(LA 1 mg/d MR T 150 A B 4L (A0 AT Al 24 A=
FO. T W3 i 791 I 58 MUK U . MR 4l
384 i, & B CRA # 64 fi, Horp if e ¥ CRA 3%
8 B . JC CRA % 320 i ; Xt HE4H 407 f. % Bl CRA
132 i, Horp gk R CRA # 22 i), & CRA %
275 B =2 RAE G E B L (P<<0. 01) , £ Mg+
AT TR #Ok M CRA JUH & E et CRA 1k 4.
MR T B R ok & A CRA 3, T U5 I 2% i R 7K
BRI R OR T ke CRA &, LAl it iR (H <<
4.27 pg/L F AN R IS W ML R B b TR IR

guide.medlive.cn


http://guide.medlive.cn/
http://guide.medlive.cn/

— 724 —

A L Ze 7R 2016 4F 11 H 2 36 %5 11 4]  Chin J Dig, November 2016, Vol. 36, No. 11

JEA T H B CRA ] & 5 1 S Atk i 2 fH > 4. 27 pg/L

H MR AT — o TR RT B CRA (& AEN,
10. A F D WGBEANFIEIR 25 YA K D XK

FhE—FRELE CRAMAAZAME,

EHE SE 200 b, M SF N B, kKM B3R
84.61%,

K 8 22 IR s R A K 4EAE R D X
ZEE b A CRA M & A RYPERY . A 230
BAFI RIS K B, B HE A R D B AW 52 BRI CRA
1 % H (RR=0.79.95% CI 0. 63 ~0.99; P=
0.070), {H A] & & B IK i o CRA 9 XU F (RR =
0.67,95%CI 0.52~ 0.87;P=0.004)"""",

PEI 25 44 R D K5 CRA & A 1 5
PR 2 A OGS BRI I 25 R 4EA E D
A 140k R CRA B XU,

1Atk kRO ANE LA EXT TR
CRA #1 & #% & i —F RAALNG RAF I E

WEAR N Hle, HEFF RN C, xRk RN
89.48%,

It 1 WA 13 JOWL 5P i A7 0 22 i 58 3t
3 832 ] CRA & Meta 73 H Bow IR B R IR Y
HerEF C Al AL CRA 1) & B KUK (RR = 0. 78,
95%CI 0.62~0.98),3-# % h EJR 5 CRA %4
BRAME(RR=0.47,95%CI 0. 24~0. 91", 4k
M 4edR A FZiA 2R E A5 CRA R4 T
PR (e R A B RR 25 0.87,95%CI 0. 67~
114442 E 9 RR 2/ 0. 87,95% CI 0. 69 ~
L. 10) i 25 AT 75 K Y Bl HL %) BB 5% i — 20 Bk

B & 1% CRA 9 Z R FBA

12. ¥ CRA T 2 K45 B W & 09 ok &,
LR E FAERG,

WEE S RN L HERESF RN A KR RN
100. 00%.,

HAE 1993 48 A2 F Bl 7 1 418 i 58 Wi B
KA E 5.9 LA N B T BR CRA I #E4T N 5L
W 5 0T BN 75 %0 DA L B i kAR L iR
Jea 1 3% 5 P K A 4 Ry A A2 RN AR T AL B L I Y
KAERIFA . Mot &% 5k #H . Martinez
SFUAA T 9 167 ) CRA BIBR G 1 B3 . T ¥ BE Ui
AAERIR A6, 7Y R E X B CRALTL. 2% i
P CRAL H 0. 6 %3748 N 245 W id . K248 CRA fi§
BRJG 3 AR R Rk 4026 ~50%5, K E 5 A4
BEyr b T R WY BE R CRA S BRJG 1 4E &
FEK 59, 46 %, 5 4FE R 78. 07 %, R EF, FLH Y
W T HERR DAL I R ICE & MR BR i B kB,

EhE

medlive.cn

P PR A T e A5 R HH I 5 L R 0 A L
w5 7ot B A B . 45 E 9 R A8 N B R PEAG
A BRI NS SRR B2 W T & R &
TIGHLE A,

13, B & A&7 3T W Ao B MR 25 M) T AR AR
TR G BRE,

UEHE S50 b, SE 900 B, 53k W B3 H
94.87%

BLAR T vk ARG 1~6 R PR .

14. [ 8] IE #k Fo 2R B, 4 B 2 47 4] #) 4 NSAID
BB TR AER .

WEHE SN 1 HEFFER R A, R F RN
94.87%,

K ZH0A OB w) VS AR F BRS04 B 2 49 i) 0] 4%
NSAID il R T B0 58 IF A X 43 J2 51 6 B 988 1
— G (LB i3I8 40 YR % A ) B — 2% (T3 B B 9 47 Bk e
T TR 5 AR I R 32 36 RO A7 9 2 0F 9 $E O
FAE A P ] ] DG AR AT 3 20 B8 1 B AR 25 L i
Jo R SRR AL

H A 238 B0 i B2 1 47 B Bt R (iR o) 1 A
H LA 100 mg Bl w] PEARTH1(7514£67) d(58 i 5
& 152 ). B E] DT AR AL B R B E 36, 8%
(56/152) , fif &2 B 39 X B AL ] > 45. 9% (73/159) .,
AR 2 o T BT ) G AR [5] A A W A R Y
Jed T BN ZE T BRZEL () 3. A5 A% T A W K 3 e e
2 s/ 2 X B4 37 960 . X AT 5T CRA B
Jiges sk ) N BE Ml A A (6] 5 S A BT ] DG bR (81 ~
325 mg/d) 34 A W b A1 IR 1) T R SR 5 i R AR
R i BT ] DG b AT B I CRA T3 & 2% 21 % . i iF J@
JIR 96 - R B PRAIG 37 265,

BRI AR B 2 PR T 1Y 3 T 4 KA
Fiti AL X6 BECBIE 5 WY 0 4 1 o 2 0k 5 A A Al A ] B
R EOR M CRA S IR B 7 R R 00

15, 7 8] IE Ak 2R 8048 2 37 41 71 5 NSAID &
RBERG ARG R B B — 28R B R,

WG F R R | FHN AL KRR E RN
100. 00% ,

7 18 3 NSAID (.0 15 F1 B 8 i 5588 B
AR TN N E = = G T L R <o S 21
2B AN R IR BT ) DS R B 4 L o 2 D
26 4F T B A E 14 K (325 mg/ B UL E SRR
AT, R TN B K R 3 R 1 T
TE1E % JF % H % 08 A R N f 2 T 2
S A

iS5 Bl 2 A R ZE R AT C S [ FDA it
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Y] T 0 B 5 Pk R R MR S PR BB AR IR R 1Y Kk
AN AR AR FR . A H 400 mg 5§ 800 mg Y
FER B AT 51RO JLEEFE | b KSR SR T S
TERA AR LR A 12,5950 CT 1.0~
7.0,P=0.060)83.4(95%CI1.4~9. 3, P=
0. 009) 5%,

16. 45 %) B A M CRA B A 1ER.

WEHE SR AL | HEF ST AL KR FE RN
90.00%,

AWt SR B H 3 g MBS (409 1) ] fifi iz 5
TR CRAL 4 4 5 1 A& 0 0 & 2 B X B
(423 D[y 85 %6 55 1 T LA BRI 15 & W &5
I R AR5, 52 AR E A5 H AR 58 1 200 mg 45,
BET 4 AF o BRI T 238 Wk 35 WA o X g o e ) A
FHJCHRA B, HLZ M5 5 4R T 3% 5B VR A 5 22
EAE . WEFE IR IR & B, 45 %5 CRA 5 & 1 13 Bif 7k
FAAAFAE T4 R D KER B,

17. 4642 & D st CRA W B E A — ey TG 4%
B BRAERASAN At F D, B CRA X 61
HEZAE,

WEAR SN Ha, HEFE S RN B, Rk RN
100. 00%

Mg 25 BYEER DKV m S 45 B
K R BEMLXT BRI 5T R UE S [R) B AR T
P FNAEA: 2D B b 5 85 ) L 1By 22 R
PR T A, 5 %0 BEALAH Eb o #b 708 45 70 5 e 28 i
I RR 24 0.53(95%CI 0. 27~1.03,P=0. 063) , [&] i}
#hIE S R A 4E R E D #H RR 0,40 (95% CI
0.20~0.82,P=0. 013,

R EEE B Z O HTEE 4 4T AR B,
579 (398 il 55 H kAT 3 g Bk RS 8L 1 200 mg I
FAH5,405 1] 22 S0 % B v] B CRA P&, {H ij 42
M 25 B4EAER DAL T FIME29. 1 pg/L)s
I3 —J7 L TEANFEAG AR, 25 B4EAE R D K
55 198 R R A G

SR, 2015 4F & R £ The New England
Journal of Medicine W FTHIEE T ik W5 H
HTREPE R Z ol T 158 8RB H Ab 44 R
D3 1000 U, 551 1 200 mg, % B G b 78 P &
3~5AF  BIRBEREAL CRA M & 0%, MR %45
Sths 57 3 HoAth 24 1) 22 07 BT, S B A N N
2 LB e R RN 25 R B oAt R B B E SR
2T

18. 3¢ T A8 B A Ay , v BR 69 VE R i R B 3,

WEE G Ry 1 M F R AL SRR RN

EAeE
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93.94%,

W R AT B IR R & A (— SRR {H AR
VIR 475 5% S P R 1 T BT A D i R A E R S [ Y
1 TCRA i B 11 22 vt L BEHLSUE #F 78 & B4R 78 0
fiz (0.5 mg/dD NBEFFAL CRA FRE GRS . 55—
Z b RIS R 1021 i) CRA B35 70 i 2 41, H
t 516 Bl ] 1 mg/d HER T, 53 505 i ik ] 42 8L
Ao Hodr 3 F 5 AEFE U7 4R & B R (1 mg/d) A
A T 18 B FE R AR B 2 R T O
Jr VR R e 2R (11, 6 %0) T X BR AL (6. 990,
HEEYZE LR, X FMETR<T.5 ng/L 1
CRA(ZE/D 1 A9 B3 #b 78 M 1R w] i 2 1% i R
H I CRA FRR R,

W IR 5 577 4 FH AT BB A & A= T R i 7K P AR
o A FE MR AT RE TR R H N X A B Be 2 Hi R $E T
Bi A s i — HL R A A B B 91 2 R PR R L 3
o 1 7 1 00 v A DA . B A T R R L R T
OB [R] R S 0 T P B[] 9 328 45 L i A ot B P R 1
RN X PN S S oI A L g EREN 7Lk
HAE R o BRI o kR 07 P A R g K/ s TR] 2
of I3 L DL KR JEHA P R T (i OB &
KELE T LRR,

19. ZFRINT R LA R A B B AGER . &
LB RIBAE,

WEHE RN 1 b HEF 9 C AR E RN
80.00% ,

THOSIRE A )z Mg E T, B iE H A
2% DL WA A 250 mg(71 D T 1 4E, 54
REFI 0 BR (62 ) 23 B » 2 B0 — FF BUR 21 74 % it 9 &
22 M) 2 R A 32 s WA 25 A it i X
(RR=0.60,95%CI 0.39~0.92,P=0.016), H
JUE-SUN L Ny N TR Sl R NI =S B ARSI (E K /5
it — LW RIE .

20 RR T RAMMW A AT HEMAES
B CRA B XL RN .

EHE S R . M N C 5k F R h
96.15%.

A 45 228 R SE R UR T KSR 10 25 W T B AR 45
L I 9g 1 i A o E HG T TR A R S 1 5 e 1
R,

0 3 A 25 N i T e TR E R W IE AR AS L L AE
AR FARS EB BN R E S E W
FEM R KRR . B IS 45 B W g A O Y ]
FE 9 J5t P A A B AR AT T O M K 35 A TR
FEEE PRI 55 AT B AT L S E TR S R A
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F 18 T RE LA RS R B 45 B R kL R
J T AE ) BA i 3 AN (W) B R A IR R A i
(9 B VE R A0 S B A AT B 0 AN [8) R BIF 5 4
A TR R A Bl o A AR L T B 5 M R ) e L
Tl R 7L 7 o ) R AE

IBD #8 3% 14 45 B b7 & W T B

21 UCREAMmEa B AR, LLEHREAR
FI0FNALAMBRE . ARRELXBRR B £ &
FAEWB);ZEM IBD & X6 2 N4 &
(A,

WEHE SF R 1 a, M FHA B AR ERE R
100.00% ,

IBD & 45 H i 9 i w i - b L UC 6 R
BN, e F ONEEBAS BE S 1 Meta 43§ % B,
UC BHEMZ EWm Z AR R 1. 6% R 10 4L
WH<1.0%, 15 4EH N 0. 4% ~2.0%,20 4EH Ky
L1%~5.3% . 25 B e UC B &R I
TN 2.4 f50

WAL R UC B ESHM R AN — &
faHF . Tz ts g R UC 9848 1) KU 5 s
SRR BRI 15 £, A0 P 45 I 5% o A LR BRI
AL 2. 8 4% o 96 28 50 A A bR & A 0 06 R AR IR N
e85 A s B I R EAESS i B CD, 45 5 98
KA KRR 2.0.1.2.0.9 F1 0. 778, X F
CD #H 56 1 45 B 9 1) [n) 288 H A1 o 22 0F 58 .

K P & UC 56 25 1 o & A i 2
Tl R S g TR AR B kST FE R P ER T

E 145 i e A A 2 O A 1BD AR YA RO
Il B F 5% % B, BT A IBD 8 25 40 I 7 9 1 48 1l J5
TEWIHEAT 45 I Bk A R AE K 8~ 10 4 G #EAT
LS P i A T 68 A8 kB AR S R BB R
i 15~20 4F 5 W 4R E AT LA 0 A L g R 2 AR AT
SR A,

RT3 SR R 4 25 i B b 2 L O L7 R B
10 em A7 4 f5006 20 20k 45 77 1 647 9 28 19 i A L (H
X—J TR IR BN 5 JF . W& N B R 1 &
J& 3 R Z2 URIE Y & B R FH I R S e IR R 1 e £
WEEA FI T LB IBD A S H e 45 B b N
AR ) & PR L H LSS I B e 4~5 f5. L. B
Tl 22 T 48 B A BOR FH 4 25 1 e 8 N BE 25 5 w] BE R L
1) 5 ] 36 20 2K 25 7 % IBD BB 3 1EAT 0 A, AR
R B E5 I B 2 IS AL A iy ik . X
BT & BAE AT 90000 1 b B2 9B AR L TR N BR T IR
I7 - AR I A0S B A5 SR VI BE 2 AT F R IR
Iy,
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22.5-8 #& K # 8 (5-aminosalicylic acid, 5-
ASAALAE UC KM B 42 4] Fo 38 K 2% ff 27 B 5 )
ARG TR, CD Peg4ER &k #,

UEHE SE 20 b, S5 20 B, ik 6 B3
97.44%,

5-ASA YRR B UC 19— 259, e 45 il
A RN FNAEH7 2% i 5 T B A E SR T W] i B
Bl UC A8 PE ™ o 3ok Meta 20 BT 48 A 17 Tiif
783k 20 193 f1] UC 8%, &I 5-ASA W] RE AR 45 B W &
F 1 Bz PR AR 1 R A % (OR=10. 63,95 % CI 0. 48~
0.84), H 5-ASA M & /E e UC &t A W]
B (OR=0.54,95%CI 0.38~0.76)"", 5-ASA {i
P AE R - 4 50 8 N > 2.0 g/ ds

23 B R B R BB RS TRAA
— b IBD & T eg4E A,

WEHE S5 0 1Ib, 7 S5 00 B Ak |l R
80.00%,

IR K HAE ) 5 T A HE B BA A WF 90 B i e
WEI RE B 2 98 /0 IBD H 35 & AR g b K N
s B 9 0 RS RS B (hazard ratio, HR) =
0.10,95%CI 0.01~0. 75)"5 75 §ij B& Pk 3 47 95 2%
5% & B, 19 486 i IBD BAGI AR, 0. 3% (1 %
TE B2 9 TR H e 2 ) b R PN R 78 B4 T 9 5 Rt
TR 10 47, a3 4 45 1 25 5 0 A8 5, fm s g
W UERE IR T & A w22 1) HR AUk 0. 28 (95% CI
0.1~0.9,P=0.03)"" — T g4y A 19 i #F 75 1Y
Meta J3 # Hr . Horbr 9 350 g 41 % BRAJE 5. 10 3000 A
TR BN BT 5T, B £ 95 T2 TR0 728 305 057 A 1 i 7 e I
I 1Y S A AU 4 L o 80 00 B2 PRy e 7 AR 1
b E R A Y & HE B (RR=0.71,95% CI 0. 54 ~
0.94,P=0.017)"",

24, J7 R MEEE AL M 2 % X (primary sclerosing
cholangitis,PSC),Z IBD /& T ¢4 1k = £ % B % .12
B A] R A AL R Ak AR B Tk 1IBD & & .

WEHE 90 IIb, HEZE S 9N B, 453K R B3N
84.62%

PSC 2 IBD AR EMEZAREE, A A
Wl b XA BT 22 0%, TR E M) BF R & B
PSC 5 IBD fi2 Z [ By 3¢ &, Al fig 5 & [ PSC k&
AT R BE R R AE IR YT PSC 1Y
25 AE TR IBD & AR iy AR A BR . KA Y Bl
BIL 22 500 0k BRI 50 % B, 7R B 3 10 4F 19 B 17 19
[&] . IBD-PSC % 4 9 742 1 F &0 75 g 25 A B R IG JT
HELRHANHZI 2R LG %2 L (13%
16 %),
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25. A A H F AR IBD J& & b ey 4E A A A
#—F R,

HESESE G R I HE 77 5 o CL SRk T R N
85.71%.,

A S W AE A UC 8Pk SO 7 A — & T
R0 H AR U B FLIR I AE 42 P UC iRy
A — BT B i R BEALSUE B 5T K BLVSL =3
A WA SRR P UCIRYT X T2 Rk
JAT @SR . 77 ) UC g i VSL#3,
70 9 B RN WA 6 L R 25 ] (32. 500
FH VSL#3 F M7 6] (10 %) ZREFI# ) UC B I
SRR AR . H ETA SRR IR 348 45 AR T 5 A
25 BRI AT JE R 1 92 i (R A OG5 AR
W R 1BD Ji A8 A W58 B 22 0 sl 52 56, o i 2 lfe
RAEFE

26. &AM REN TR E A SEA LR
NIBEHAIREAN LR ARG R EE THRG A b
B,

HESE S 900 b, HERF SE 0N B, Ak B RN
88.57%.,

AHER R 245 I VIR /9 07 125 BB 1BD J88 42 .
R — SRR IR T S 40 285 W) X 1 98 M B by 4 il AN
W 28 S A RN R IR GO b N AR B
J g WA 25 I VIR . A BB X 123 Bl 4T
FAR A25W DB% 1 9 1 BiF 5% R BL. 31, 700 i) & A
FEAETFAR LS5 3V B R E E R T F A ET AR
Hrh A 10 PR EAE T ARG KB B AR, H
o2 ik ) b R R AR L 1 S B I
B IBD 842 i 3R UL 28 B = S % M gd A7 5 o
P AR R A A 45 1 B A R R ) b e P R A B
S5 H I VAT R YIBRTY . ok A R M A
AR TR B A RE S B0 AR o kN BT DDBR S AT N B
B2, ATt a2 YIRS .

I ik 14 45 B B B JeE 1 T B

27. % # 42 4 42 (Lynch syndrome, LS) & R 3%
WL H AT & R A Rk R R AT AR AR
LS &4 EBAREHF A ATEBLRG KRR
R s B2 45 L K 1% Fo B S 98 Y 5 45 0 Be A &
FAETHRERNTHEKRLS 5B L AW ERT
o K,

HESE S 00 b, HEAFE SE 0N B, AW B RN
91.18%.

LS SRy gt A% PR IR 2 R P 25 B W 988 Cheredi-
tary nonpolyposis colorectal cancer, HNPCC) , /&

UL A R L e £k o PR 4 R AR

EheE
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HW 2% ~3%., =W EE LS B AT Mut L[] 5
F:K 1(Mut L homolog 1, MLH1) ,Mut S % A [A]
P (Mut S protein homolog, MSH) 2, MSH6 .
PMS2 1 () | B 4 M %6 Bt 73 F Cepithelial cell
adhesion molecule, EPCAM) 3t [F JR 2 28 A8 f ) L 462
MBS L,

_—
| & BGHF
2 e ACKRYE LT (- — XA
(Eﬁyl:”) PERE
3s0s 7 FRAER
T B RIS | o n
4 EHILSK R K MSI) v
. i R .| | % e,
- %W@ﬁ%'m;%n MSHs ﬁ@f%
P
EPCAMEER
Rl

LS EAT B,
UIAFFE A
i)

VE LS WA A 45 4 GE s THC Oy G 41 4846 2 % s MST Oy i 10 A
DNA Rfgse ;s MLH 2 Mut L [RJE 3 H s MSH 2 Mut S ZE [ [A] I
Y1 EPCAM 2hy | H 20 it 286 Bt 43

B LS M

MLH1 .MSH2 .EPCAM 575 #4: % B A ¥ &
14 58 285 B W g UG " . MISH6 5% PMIS2 9875 #5717
AR A B AT e, B X MLHIL,
MSH2 ,EPCAM 5878 481 & 45 H W o 1) e D, 4t 47
20~25 IR AT E RV . AR F P REE
FGAEIE <25 & N5 FIZAF i 1 2~5 4R TR I
HATRE VT B 1~2 A, MSH6 af PMS2 R 45
o7 B 45 B I I 5 58 L HERE 25~30 BT IR AT
HEREY . AR R D R AR IR <30 %, I
TETFIZFIN 2~5 TR B 1~2 i E A, K
FH o RO DR RS T 1 B R B R e R TR R A
A I B TR W AR ] . 28 5 DR I R R R AR Y 4K
F 50 I e — e XU A A AT Rl U

[ A3 L LS I % i A g v, 5 o4 0 A
B E N Z 0L n] F 30~35 B IF IR REAE AT IR
ARG A, TR E %R B B S DL £
WL TR N B kR R LT S e
WHERE LS 3% A 30~35 % |4 3~5 47 H B
O,

28. Mtk R LS B A Awgisn X, 4
M MERG &L 1~2 FH47 1 R4
itz

UEHE S50 b, R S5 90 B, 5k M B3 h
90.48% .

M55 EE T JCE VIR B A SR R AT AR A
J7 . X T >>60 2 s W78 145 29 LD AE B g 09 28
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B EATE IR VIR, e LS g h L 4
HIBEIT AR MR ARG 25 197 F 10 4F )5,
ATY%F 20 H)5 .69 F 30 4 Ja . KB R G E
TR AR . HI, LS HBOE 45 E s 4 VI BR
R G4 5 5 AL A A 3 E 0 0 1~ 2 4R 1745
o 55 B S AR &5 i B A6 AT BE D7 SR W ] LS B Bk A
.

29. AT VAT TR A MR IBE E A LR SRR &
AT R A RN, £ &0 & KR AL WIREEE
B & & B (adenomatous polyposis coli, APC) #=
mutY DNA # A & 8 X B (mutY DNA
glycosylase, MUTYH) : ODCRA # & B #if 10 #%;
OAMBREENEZSIET AL QCRA &4, LA
Rk IR B M & A % (familial adenomatous
polyposis, FAP) 48 % s #h & 2L,

UESE SR I 77 S5 90 C 2k kR Z %0
94.74%,

iSRS PR £ E A A 22 TR G R 1 R
A % (classical familial adenomatous polyposis,
CEAP) | % Il B 5% G 14 B 9 1 B AR Cattenuated
familial adenomatous polyposis, AFAP) fiIMUTYH
M % B W % ( MUTYH-associated polyposis,
MAP) . XA WY ff B PR 98 78 J8 3 0 o Jm AT i R 72
PLABIREI . 24 APC e PG I 45 5% oy B P I,
T MUTYH A MUTYH 3B H 3855 47
B A, st MUTYH J& R BUSE BTG 4 7 4 TR 58
AR AR 3540 O M S AR AT A 2 O MAPHY
FEARI Iy XS — RN P 456 2 8T AT 1

i AR (multiplex ligation-dependent probe amplification,
MLPA) L, 5 ZAC i 38 500 5 . B vk B IR 25 5 Ak
) 2 R 0 e 0 i R S DL 2,

30. K 10~12 % FF 44,3 FAP &% L A
B AT EAREMNGREZRRAE 1~2 Fitf7
1 REME TR,

WEHE S5 0 1b, 47 S 00 B Ak Rl R
93.75%,

FAP & 1 R AR R 6 500 K4
CFAP R R0 A BUR RN R HE W T 5 F W
R BN 10~12 Z FF 5 1~2 17 1 IRC
ARG W s s 45 B s o A0, — EUR LR A, U AR
HATL WedihERE A28 A, AFAP
REMON 18~20 B H U 1 2 4E3H 1T 1 IR245 0
BERIAr .

3LLARYE FAP B 58 &N AT & F5H
Lo H RATE A ket

EHE S R I HEF RN C 5 F R H
97.05%.

H HiXF T 10 By 1 45 B W U BRI (8] 18 TS 58 18, AR
i AR IS LB PRI 1A RN R IS DL LR B B B AT 4
B YVIBRETE] . & BRES B e s N i T TGk VIR i
I 48 & Sz BRAT AR R

3237 FAP &% AW XL BT HE P RITAR
69 KRR A8 K L AW I AT G BN 25~30 %
Vi) R

WEHE N N, HE 77 S5 9 C 453K e R ol
94.12%,

eis

APCEER KLU A B
T —— . ﬁf /_ %gAP‘ AFAP
o gg%ﬂk<<::&ﬁﬁﬁgwﬁw
y ——— T IN
HALT 0N PO HRAA T
O HFAPIZAMRIL
O HFAPKIKH
S y W.CFAP. AFAP
RAIAPCIEH5E YT APCHNATIIH
AWMUTYH APCHER MUTYHXEEAIFER | | ARHERAL WCFAP.
FE RIS MUTYHZER RA AFAPREY
o JEM% T 10N %ﬁmﬁm\\\\$Mﬁm%§ﬁ%__ﬁ—&m®Aﬁ
® (IR HSHATE APCIMUTYHZEAS BV
]
o SRR MUTYHXE 3
MUTYHEERIBIREEAE 5 HRIFRILHLCFAP,
FIERRAT AFAPREY
EAIMUTYHE: MUTYHPE |—— [T S B R
\\\ﬁﬁmﬁﬁﬁﬁf_ B N
FgEE |

TEFAP g KWV S R s APC SR 25 1 IR TS AR 36 B s MUTYH 25 Mut Y DNA B IE (LB IE s CEAP S 28 iR S0 M R 1 60

PR 5 AT AP Ay 8 1 8 G R ARG P S 1A O

2 R R R A £ A i i PR O A

ERjeE
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T B E A 45 B B A B 20~ 25 % T o it
17 IR TE BT B 3 A 1R R AR
WA — 2 FAP A+ R E W .
AR KUK B Sk 3% ~ 5% B @Y, AR I
Spigelman 7 % Bk % -+ — 4% I3 B 1 B 15 18] A I} ()
(W2 2 & 3) . FAP B B IR B A & & R
SRR 2 0. 6268 Y A e U b R R AR R
T8 I AT F ARG YT . HUR IR A9 AL A R 10 25
FRARAT 1 UCHT AR RO 77 A6 2 5 X T 85 717 26 DR R A2 119
LA LA PO A A 2 AR AT AFP A I R i
PR ELT % 5 % T MR PN £ AR 00 A 0 4
AR BE fiph a2 L A0 SR R CE A AR R IR BOA 2R 4R K
WS IR ARG 1~3 4Rt AT 1 W MR1/CT
Ko dr . e (A ff 5~10 AFAG AR 1 U, 4 T HoAte i b A
RN UNC AR S

F2 4 ME A Spigelman P brifE

gy BIHEBREREgm e
™~ (mm)

14y 1~4 1~4 ERNIE [l

24y 5~20 5~10 o BRI IR —

34y =20 >10 20 E R REE

x3 T4 B R

Spigelman 43 2% Y It 5 1 ) ]

0 041 4 AR

1 <44 2~3 4

2 5~6 4% 1~34F

3 7~8 4y 6~12 4~ A

4 9~12 4% 3~6 4

SN 5 T L M R A A M R S 4 4
EENZEA PSS AL - 4 W RO N S e R U N |
TRE A A B R A B e 0 B U7 A A
“F Y ARG B R 1 S PR R (RSB IR AR AR 22
o R AR IE I 6 R AT il TP 21
I J3E R 15 e A 8 A [ 90 5 0

BT &[5 Wk 4 WA I L 2 5 L B 61 Bk

S5 RMERE REREHSHRF) 1 UL (X
TC» BRI A DR A » B S0 L 2 L B L B 10 B AR
BYW - AT 3 A D L 1 88 o W K L SR
B DRI B A BT WO T AR R
A ROT A R IE T I BRI A 0 S U
S Blifh B B R R T R B AT A
VLA VL e A A B BB O T A R R L T T
W e EVLWE L E R M IR /AR E2RAL
FLLRTFH ST F VPR VAR A B A
W2 R S AR T R L SRR TR R
JH RO AL BB R A 2 R AR T
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