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VT ERBG S K (ulcerative colitis, UC)
MR RAR B, AR UC IR — B+ s k. FIE uC 1y
RV TT E FAR, Hfs B4R, (LI A s i ucHi il
B2, WL R R ISR B AE LT UC SRR IRK
TAT I SRS 531 HE 2R 50T B —Fh 2 JE A
A& . UC Sy I3 PR Ml 2 80 14 UCHIF 9T .

1 UCR—1ZRERR

UC IR IR AL A 225 2 HAT AN 2 2 AN AT
FAPTEC AR BT G o BERIIEAL A R 38 A58 W
i S A5 R v TR R UC R R 8 800 U5 R B AR A
e D e R IR0 5 [ 5, L) 85 UC R 4 B 3%
L THE B RIS 3 W PR 5 PR 3R T A 1 o 44
JEGAEYIEUCK R P VR — E B, SR
WA A B T o SR R R R P g s U UCK i L
T [ VTR - 457 2 U 0 52 S B o e e P A R sk
15 UCHIRIIR IR 4 L TR R AT 5 ) S U I 7 4 ]
WAL UC 1 e Ly 1A AT oK.

2 UCB—1h2EREER
AR AATHE RFEARUC K IEWI A R I, 1R 2 FE R T
itz 5 UCHIRTRG, ERAR KLY UC RIRE A1 5

LR, KE X T UC BRI e b, BAEARAS A 45
A, TR AN R FUAS [F] P N TR A5 7 5o %, H
HI AR UC AN AT A 22 BRI B, i HLZRAE — e SR8 R A
RER I, A RBEF M AERAREAT. HATHE 53 s, UC 5 i
R FETA T 3. 640 74 120 164 19255 4e 0k L.

3 EMIRRABXER

3.1 16 5 ek 16 SHOAKR, JLF 98 000 kb,
L LA PEAEBT S, 16912 (IBD1) BLAAL T 16p 45 £2
K JH I TBD8. 3 T ik K4 NOD2. CD19. IL-4 %2
A (IL-4R) K %5, NOD2 04 U 51 A% 1BD ) 5 I3k 1,
CARD /A7 T-NOD2 N i) Caspase 54X, NOD2/
CARD15 A B 2 & 4E. R702W. GIOSR Al 1 007fs
BN A g T B R 3R L K B R
NOD2/CARD15 5 w5 9% (crohn’ s disease, CD) %%
#4), M5 UC kM. Forabosco et al/l'" BRI,
IBD1 1 D16S408 B 1z X I8 1 B 5 15 UC KA 0%, FF Hs
L PN A5 PR S8 AR UC SR 263 0, 110 XA 2 R 58
AT FE CD. Gazouli et al"HFSE NOD2/CARD15.
TLR4. CD14ZE R 5 UCHK &I R I TL4 BCD 143 K Ly NOD2 /
CARD15 & R 5 AL [A] I A7 A 7] LAE UC & S vE R . st ]
W.NOD2 £ [AI 55 UC AHSG, (EANY) CD HyAH R B2
3.2 12% F ek 12°5 YO AR PEBIAT R 1213 (IBD2) ,
L E Tk KA VDR (vitamin D receptor) £ NRAMP2
(ynaturas resistance associated macrophage
protein) FERI%E. RFEAMI A LRI, 1BD2 ETL UC
AN (LOD = 3.91). Paavola-Sakki et al'*H4x3E
AUEB D NTIF L UC KA KD, 12p13 XIF L) UC P 1
NPLAE X F2. 00, 24 UC &y Ji&k Jk K i BT 5 42 3t T?ﬁﬂ’ﬂﬁﬁ
3.3 6 % F etk NRETEALZHAEEL A& (MHC) ,
FRHLA, BUAZRA40 Ry, 7T 6pl13(IBD3), é”]
4 000 kb, HAMELZEN, 5UCHBMEDIMHXK,
Je Nt FIFURTT T A UC B L R HLA & PR 45 <28
HLA-T. HLA-TT FIHLA-TII.

3.3.1 HLA-1 HLA-T J8 TR sk K%, 24 T H
240 ML 3R 1T, L TR R 52 P YRR BT IR B4 AL 32 Bk
LR 455 HLA-A. HLA-B. HLA-C 2%, HHl5x! VR I,
L fg 3 NTRE LA R V2 45 1l R UC EE 4 AH EE, HLA-BTAE R B
PEUC B TP AR (P = 0.03, P = 0.007). il HLA-
B*52 15 HLA— T 5 2200 X R HLA- TTT5 b (X 2 1] ff) X 3 342
BRSP4, TTfeL UC 5 et o0,
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3.3.2 HLA—ITI HLA-TTH )& T8 BR 8 11 L IR K ik, %o
T T4 i G 8 N 25 B BAN i 7= AR B AR 2 A L ZEAE A, L5UC
1) 5y S 5 U AH o6 I X 3 EEIE R 40 46 HLA-DR. HLA-DP
FIHLA-DQ 5. M 19954 FF 45, AATH 4> T A H AR
FUHLA- T Xk UC Sy ERYS, FEEFSTh R I HLA-
1 5UCH LK R ETELDRIX 2 A& 26T, gkalnt
DR X AT VR AW ST R B HLA-DR2, JUILZHLA DRB1*1 502
L UC HERA A Y, HLA-DR15 AT fig 38 UC) 72
PEZE i & A9 HLA DRB1%0103 425 T 2 R TR ¥4
J7 1222 T HLA DRB1%0301 M55 UC MM KA 5% ;
HLA-DR4 2y UC {547 PR 717,

3.3.3 HLA—III HLA-III{7T-HLA-T FIHLA-IT 2 0], &
1 000 kb, A2 RBEAH IR . JLHE TRk I R A
fi IR R FE R T (TNF) —or. TNF-B (LT-or) « MHC-T A%
FEP (MIC) -A. MIC-B. C2 MIC4 4. Ahmad et a/"™”
RN 321 6 UC g 47 15 a BBV RBL, TNF-o £74&
P (-1 031T, -863C, -857C, —380G, —308G il -238G)
L UC 5 A 5%, FET REAE R BRI UCA Btk i )iz 1
“hilm R Rl /) iz, 40.9%/25.7%; 0R = 2.0). fEH A
YT UC B H IR RN, TNF-o (-308A, —-238G) 7
UCER A AR i T 15 NTE (<0, 01) 20 ; £ S 4 R VR af
JLEIAFSE T, UC 5 &tk 5 TNF-ou (—308) £ Ak R )
(P = 0.00 002), Tty TNF-o (-238) TG & Al e 21,
T80 Ui T UCLEAN [F) A I i) A7 A 18 A% e Jm k MIC-AE [
LA L UC S YA R MIC-A% T RIE T/ L,
AT LUK S U0/ L R TCRSy-T 41 i, 7EiE X B %
AL MICA-AS T RESELUC Ry FAER MDY, [ MICA-A6
gl A PR ATFE R L5 UC i BRI R R A 5B,

3.4 5% % &4k 5q31 (IBD5) XIER A T — 464l i K1 & 1A,
IR RE R4S TL-3, TL-4. IL-5 1 IL-13 BEK%%. HHf
FENA, IBDS ETE CD A%, ity UC k.
Giallourakis et al" FALIHEA-H75256 (TDT) AF47
[E[UC & W & 3N, IBD5 X 38 L UC ) Jik A5 5% (P = 0. 002) .
3.5 19 5 F 4k 19q13 1E M55 6 A~ IBD 847 14 (1BD6) ,
AL 3= Tk 32 2 DR, 45 40 i 1) &5 B IR 7 (TCAM-1) « C3 Al
LTB4H 4. TCAM-1 JE[RI4E UC B & I Fh b i fE kI8, 1LZ2
BUELUCH YA XK. Low et al®™ fERFEATIF A RN,
ICAM-1 G/G241 4l 5547 2K L5 UC 75 42 JRj B A K.

3.675 64K % Har AR (nultidrug resistence,
mdr—1) 47T 7q, $WEGPLTOBEE T, L EER
k. mdr—1 4 C3 435T FI G2 677T 252 Ak, Hirh 3 435
T=T R T— 2547 35 PR S AE UC BB v (R 004 38 1 T 1 AT
(P =0.04, P =0.02), 6] ZHUCEHTIL A
B(P=0.009), WMifECD FIIE 5 NREZ ) %A X 52,
3735 e ik 3T YR LERUA AL T 3p, ik
FEA{UFE hMLH1 . CCR2. CCR5 FIl TL-4RA 4. Bf 97 % W] i%
P55 UC B Ik SR BEH 55, LOD fHI/NT-2. 09771,
Bagnoli et alY#eWF5¢rh &I hMLH1 655A/G ££ UC

B e N2 WJLT- A X, 1 hMLHL 6556 4
PR AR A 52 R MEUC B8 v L B R AT 0 ) S o T 1 T
(P<0.0 001). X Rl vl UC &4 B T $2 it T 2B AR .
3.8 AL EF
3.8.1 IL—1 IL-1B T L L i HLA-TT FI% b 4> T IRk,
T DA I 5% 43 WA 1 5 Th bk & 40 i & 1, AR 0K S0 g%
AR AR, K, TL-1B. IL-1 %24k (IL-1R) .
IL-1 ZAAR4EHT (IL-1RA) ZE R A TL-1RA/TL-1 Z [H] F)F- i
Al g5 UC A 6. (H—SERF 53R W TL-1B Al IL-1RA ZE[R L5
UC K A TG 5 740 i TL—1RAJE PRI A% 7 (K] 2 (TL-1RN%2)
ATLAF A IL-1RA & 17K -1 TL-1RA/TIL-1 LR, M
i 45 UC K dH 219
3.8.2 IL—4 IL-4 FLAEM AN hRIE, ETRT Th ik
LA VTRV i bl AR, BRI, T RE L UC S Rtk
A TL-4 Fl TL—4 524k (IL-4R) £ K 43 5047 T 1BD5 Fl
IBD1.Peng et al"*'Wi5[E AREA 1L-4 205 UC
KA RI, TL-4-PR2EFA FE R AEUCHH /0 A W \2 & T 11
WONTE, M TL-4-PR1 2547 JE BRI AE 158 TR 16 0 A
T-UC &4 (40.05) .
3.8.3 1L—18 IL-18 FZEr/Nig L al i =4, w45
A I E, AW B RN EIER. Aizava et alV OB
FIL-18 L UC KR AW KM, TL-18 FKF 57 KinH
4 -656G/T, -607C/A, -137G/C, +113T/G, +127C/
T2 IRZ 4. Joh +1136 5 +127T 48 UC Hh 43 A 1)
AR B R T IR N, NI 478 TL-18 HE[R 57 i ) 17
AT IR 2 25T R UC I R 93 %5 D AH K.

L UCHRERANTRL, K2, £3.

R/ 5UC BIEXEVER

YEBS =3O S5UCxk&
12 12q13(1BD2) BREX
14 HLA-B7 EIRM S
19 HLA-DR2, HLA-DRB1*1 [ RS EpSE
502, HLA-DR15
19 HLA-DR4 RrRF
21, 22 HLA-DRB1*0103 [y, &1
21, 23 TNF-0(-308) Aa', AS?
21, 23 TNF-0(-238) A5’
24 MICA-AB SERR
28 mdr—1C3 435T Aa, [RMAREE

'BAN EEFA

B2, AR AT UC 5 T 5k DR I T e £ ok
TR, HIAG T AN D IR AR AATTXFUC K 9 AH 53 R
WA RIS, 7R — 28 )8 (1) AT 52
VF 2 BRI L UC & B A 0%, R R IR e 1 UC 7 Ik 3
(A (2) —SEFE IR AT e A — & A6 VE T 5g i uC & i, H
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Y =S EHE SUC X%
13 12P13 EEZESPSES
14 MICA-AB E gt
15 HLA-B*52 EEZESPSES
19 HLA-DRB1*0301 Z3i)

27 ICAM-1 A=
29-31 PBIR3 KARESS
32 hMLH1 655G SEREBX
33 IL-4-PR1 PR

33 IL-4-PR2 =3

35 IL-1RN*2 BESSPS
36 IL-18 +113G, +127T AR
"hEA.

=3 5D BEXER

YIS 2R SUCKR  SCDR#HR
8,9 NOD2/CARD15
R702W, G908R, 1 007fs ToREX REEL)
25, 26 5g31(IBD5) DT REX,
BERE BREX
"BEA.

IV AN T 8 X 0 5 DRI R GRS o 4 R 3 A ) LA
VEF BB AEUCK o T i BARBLE ; (3) UCK I M i % 4k
R, Ak 2 BEDRIAS R PR FEAE AR A — AN A0t
AUAEAT U5 BRI A PN 2 BRL 1) £ FEIF A UC R T )
VER 252 3 JRBR. 3 A4 JRHFRN. £ 2% G 2 SR kA
Y 230

A 5 7 AV F BRI W e, DT BT 5
e, NITXT-UC S 1B R A UK AN TR UC 5 J
FE TR RS 52 2 Al NS00 3 2 A L UCHA R L S FRI
FBEXT UC HEAT S HERA K 20 285 X UC s AU 9 1 1dF
Je T 0 A T S RS A, [ B A e I e 3 R 3 fi
FERFIRIT T- B XFUC K IBIE R FRIE 70K i AR
i UC &4 52 K 7
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