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1. TNF- a,lﬂﬁ\:f'%ﬁu. & DRI
TNF- o #{BF0 5 7 ae— % —
) SNP i 7 v 4 7z &
AHIE D (-1, o
B3 & UC i I & i A5 32
(P=0.0182877).
JERUC & 4475

%A fEgO 7

T A AR e S (P=000532757)

2 OB IE-308A T LIV HSUCHHC 3T 2 O
WAL LT w7 (P=0.00282677). Odds ratio (OR) ik
528 T, 95% Confidence Interval (CI) i 1.65-16.88
BWLTHUC

Tt (-2, 30810 EIVT A RN
PELZORHICRE & 43 LLJ_.“:r’ﬁ‘E?.S{&) 5t (P=0.00282677).
=i, CDBEE MR el s htld o 7o,

ﬁmdao) -308, -238
L
B!M’Lo)/ﬁ % %}hni l’I’J' \:ﬁ]{!’
YT 5
7 L3 (F308A, -238G) AT FEHI

#1 Allele frequencies and carrier frequencies of 5'-
flanking region of the TANF- a gene
__Sie Frequency of OR
Phenotype Allele -308 -238 1 _{%) Allele 3 carrier  {95% CI) Po
D 1 G G 225(%45%)
=119 2 G A 7 2.9%) 4.2% 076 D9IS6IE194
3 A G 6( 2.5%) (n=5) {0.20-2.91)
4 A A 0( 0%)
P oo =0.84195057
ue 1 G G 109(852%)
(n=64) 2 G A 2(1.6%) 23.4% 528 000532757
3IoA G 16(125%) (n=15)  (1.65-16.88)
4 A A 1(0.8%)
P ooe=0.0182877
DFC 1 GG 141(96.6%) J
=73 2 G A 1{ 0.7%) J 5.5%
3 A G 4 27%) (n=4)
4 A A 0f_0%)

C)3: Crohn's disease  UC: Ulccerative colitis  DFC: Disease free control
P oo William's correction P e Yales's correction

OR: Odds ratio  95% CI: 95% confidence interval

OR and 95% CI were estimated by the Mantel- Haenszel statistical method.

#=2 ITNF- o gene-308G/A sllele frequencies and genotype
Allele number (%) ORr Frequency of OR
Phenotype G A O Pae Alielecamier (95% 0D Proe
[a) 232 3 092 084195057 H 0.76 068328514
=119y (97.5%) (2.5%)  (0.25-3.31) (4.2%) (0.20-2.91)
uc mn 17 544 000232685 16 575 000282677
(n=6) (86.7%) (13.3%) (1.78-16.62) (25.0%) (1.81-18.27)
DFC 142 4 4
=73, (97.3%) (2.7%) L(5.5%)
GIG GrA AA Poort
cD 114 4 1 0.57631551
=119  (95.8%) {3.4%) (0.8%)
uc 48 15 1 0.01118759
(=64} (75.0%)  (23.4%) {i.6%)
DIFC 69 4 0
(=73 (945%)  (5.5%) (0%)

CD: Crohn's disease  UC: Ulccerative colitis  DFC: Discase free control
P William's correction P m"; Yales's correction

OR: Odds ratio 95% CI: 95% confidence interval

(R and 95% CI were estimated by the Mantel- Hacnszet statistical method.
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#= 3 Alele frequencies and genotype of codon 12 CCA/
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Allele number (%)

Phenolype (%) OR I Frequeney of OR n

CCA CCG (95% CT) A allele carnier  (95% CI)
<D 208 30 165 0.08079G2 29 055 0.06189048
m=119) (87.4%)  {12.6%) (0.94-2.89) (244%)  (0.29-1.03)
uc 102 26 0.93 0.8138079 20 117 066262298
(n—64} (79.7%)  (20.3%)  (0.51-1.69) (40.6%)  (0.59-2.32)
DI 118 28 27

k] {80.8%) £19.2%), (37.0%)
Genotvpe
CCAKLG CCAKCCG COGRCG Pan'

<b 90 28 I 0.2687160¢
tn=119) (75.6%)  {2335%)  (0.8%)
uc 38 26 0 033536847
(n=64) (59.4%)  (40.6%) 0%)
DFC 48 26 1
(n=713) (63.0%5) (35.6%) {1.3%)

CD: Crohn's disease  UC: Ulecerative colitis  DFC: Disease free contral
P oot William's correction

OR: Odds ratio  95% C!: 95% confidence interval

OR 2nd 95% Cl wene gstimated by the Mantel- Haensze] statistical method.

3. TNFR2 "“{L\ T8 DRI

TNFER2EGE O3 IA Ak O nt 1466, ntl1493 &
SNPfitT %17 o7 a9 A 7” L BAREIOD 7 L C
SRR NS (F-4). CDETT L A2(1466A, 1493T)
HIUEE S WA e & 4172 (P=0.14353348). 7L
U2 AT FAE DS CD T B R MIH 2o 5 ¢/

(P=0.02098313). #® QR 1277 THNH, 95% CI
13 1.14-6.73 TH 2 Fo. FRIOMIFUIR 241 ) CD
WETH] & e S hsi e S ik (-5), 7L Ml

ME 12 19.6 % (P=0.00607737), 7 L b 2 {847 5 8HE

12 36.4% (P=0.00087533, OR 5.39, 95% CI 1.88-

1-3 4‘5) TH-7. UCHEE TNFR2EEET- O 7 L i
/H”E“iwu&) ¥ (R LN

%4 Aliele frequencies and carrier freguencies of 3-
flanking region of the TNFR2 gene

__Site Frequency of OR
Phenotype Allele 1466 1493 n_{%) Allele 2 carrier  (95% C1} Il
[55) ] C 97440 8%)
(m=119 2 A I 28(11.8%) 22.7% 277 0.02098313
1 G C 63(26.5%) (n=27) (1.14-6.73)
4 G T 50(21.0%) -
P=0.14353348
uc 1A C o AN36TY) o
n=64) 2 AT 1310.2%) 15.6% 1.75 0.28499739
3 G C 39(30.5%) -l M (n=10) (0.62-4.89)
4 G T 29(22.7%) -
P=0.33286489
DrC 1 A C 63{43.2%) - J
m=73 2 A T 7 4.7%) J 9.6%
3 6 C 44(30.1%) =7
4 G T 32(21 5%) -

CD: Crohn's disease  UC: Ulecerative colitis DFC: Disease free controt
OR: Odds ratic 95% CI. 95% cenfidence interval
O and 95% CI were estimated by the Mantel- Haenszel statistical method.

&5 Allele frequencies and carrier frequencies of 3'-
flanking region of the TNFR2 gene

Site Frequency of OR
Pheno Allele 1466 1493 n (%) Allele 2 carrier  (95% CI) ad

CD 1 A C 24(36.4%)
with fist 2 AT 13(19.6%) 36.4% 539 0.00087533
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OR and 95% CI were estimated by the Mantel- Haenszel statistical method.
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16.38, Pc=0.00025) % 7. W AR INFT o BT
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Table 1. Alleleic frequencies of the microsateliite polymorphism in the TM
region of the MICA in uicerative colitis.

MICA patient (n=114) control (n=264)

allele positive {(n) % positive (n) % 3z Pc value
Ad 8 70 38 144

AS 24 215 30 30.3

AS1 9 79 39 14.8

A6 53 46.5 67 254 16.38 0.00028
A% 20 17.5 40 15.2

Pc¢ value has been corrected for the number of allele determined

Table 2. Carriage rates of the microsatellite polymorphism in the TM region of the
MICA in ulcerative colitis.

MICA patient (n=57) control {n=132)

allale positive {n) % positive {n) % RR. x2 Pc value
Ad 8 140 34 258

AS 21 368 71 538

A1 9 158 36 213

A 40 702 62 470 266 8.63 0.016
A9 20 35.1 37 28.0

Pc value has been corrected for the number of allele determined

S IR 2 o T AG S S (I A L
LT 72h3(72.2%, Pe=0.035), [rLG 48 51 & 703 104
Tt AGTRET F UL R IEH & S L TR R R0 £
i ted ot (57.19% vs. 47.0%) .

SO BRI A G A b S, SR 7 A O
IRAREEAS MICA A6 RETFIC bt & sz, (#3)
IAE R 12, A6TE G EOBE TIHACE R kY
BF L LTI R o s sy — & L, (HO
=5.991 and H=9.863 by Kruskal-Wallis test, P=0.0038
by Schetfe's F). A6 k€ BEGALRFTIZ B i A Stk

fifix 18k Tdh b, ~F oEEGWIZE T 238 Ui
23, AL IRAT LB B 2 kR Ml 341
Thot, A6 FBUENIZ BT, Biclh - W
BWTHIS h/p 34 7 AIEE S i, (Iz(l 1)
12, AGEBUEM OB T, Aok TGk
WA 9 5 929% O 30 F TIIRH L T unisdl,
A6 TS E AL T30 F ToONRE35% TH -
72 A6 ~T TG RIGENET F ot nhE T it e
W 7e 8% — v % i L e,

Table 3. Age at diagnosis of ulcerative colitis in the patients with and
without MICA A6 phenotypes

MICA A6 hornozygous heterozygous without A8
Number 13 27 17
Age at onset (yr) 18 (8-54)% 23 {11-59) 41 (13-64)
Sex (M/F) 9/4 14/13 10/7
Smoking habits at onset. 13:0: 0 22:3:2 13:1:3

(non: former: smoker)
* P = 0.0038 vs. without AB. “Age at onset’ is expressed as median (range).
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Figure 1. Cummulative onsel rate of ulcerative colitis in patients with and
without the MICA A6 allele. The A6 homozygous patients showed earlier
onset of ulcerative colitis than paticnts without the A6 allele. Black circle:
A6 homaozygous palicnts (n = 13}, white circle: A6 heterozygous patients
{n = 27}, whilc sguare: palicnls without A6 ailele (n = 17).
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