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CERI14E12H 8 B34

(2 #]

BEMRE % (ulcerative colitis : I FUQ) &
HLA:LOMB%, MEFH s 1€~ 7, DNAS A
Er7ickoiafd 5 &dkic, UCL& & IE4EM
2R DRBI IS0V BT OEM CTRIFFH, &
B, EIEE, x7uq NGBSV THERST L
7o

UCIEMBIcl LT, ME¥HNs 1€y 7T,
B52(49.2% vs 19.1% ; p<<0.0001), DR15 (66.2%
vs 32.4% : p<0.0001) MERICFED Shi, DNA
74 YT TR, EEAYEICH 5 DRBL 1502
(562.3% vs 16.9% ; p<<0.0001), DQA170103(53.8%
vs 30.1% ; p=0.0009), DQB1*0601 (58.5% vs 28.7
% ; p<<0.0001), DPB1'0901 (44.6% vs 16.9% ; p
<0.0001) MSENEFNERICED S,

DRBI™ 15023 LB F OB IS & 2 BERE O Hig
TRAEFR, BEGHE SEFcELTlEERE
BRSNS - 7chs, £TODRB1 150246 T i
2704 FEESBRPETE g - 3RBE5ED
bgAlATHY, TSR 2413 78T, &
PEF1D0.48+0.50gic b L TE 5 - 72, DRBI71501 &
DRB1"1502% X542 DR B 48661 I3HLA 4 F O #%
ol BHOBRIMEL, HERTF F &0k
BROLAEE LOREWICEESH X% LT\ 380
EEZ o0, DRBI'IS0Q2RUCOERERZHE L
ZTOWBIIEE LTWEEEZL LN,

&

BEM KBS (ulcerative colitis : BIFUQC) &

B RENBRETH ZHFERIBVELE S pIcEh

TV, FREBUSEHE V8TV E I EhD

HEREE LTHES0, —AKBHAE E0EDH
EOHEH S RBEREOMEIREB I TV S,

ol

HLAREEDOHS 25 b8 b - TE Y UCORIE,
WEELZZ D ETHEETH S, LL, 1 v 2 vk
FRBERFE CREREBA BB HLA Y 4 72
Ruoliancwa® %, UCTHEAATBE52, DR
27T VRS 25 2V ATBIB O IEMMESHLE S N
TWBW, XOE—LEMTROEKTIIEESHEEN
EASNTVIE L,
EEHLAOKMBESHHEN, S5 ICHMREMN
AIREICTE o fo—4, UCRBE&EFHCERE L Sick
DV S DEREICH T SN BDT, SIS EERY
RESBEICHLADIMBERN 4 4 €Y 7 I2DNA Y 4
E Y7 %MATUCEHLA & OBEAKRET L7z,

(M&RELUHE]

MR RF R RERE R O 2 OB c B\ T
BAEBEOREBEUARGRAEREICL Y 4 v, I
S, REEN), ERMICARL 72650 &, ERic
HRESADBVIEMBREEARAIH AR & L
7o
D) M4y y

HLA-A, B, C locus DREHT IE NTHEERER 25 1= 1,
DR, DQ locus O#HTIZEBRMMESHLE 05k
it - 72,

2) DNASAEVY

RIS Y v BRAESEL, S5 FDNA % HiH
Ltz (7 =/ =) (Table 1) #%, #0Fhic
BRI T 54 < —RBETPCRETV, SIRBET
Ik, 12%E Y 727 ) LT I FAMCTERKE %
fTO, UM —vicky allele #%RE L 7=
(PCR-RFLP#) (Table 2)o HIZIEDR 212D\
Ti3, DRAHOEREII63pE REL TS5 4 < —
TPCR%EFTV, #IFRM%EHphl, Fokl, Cir131 cLIk;
L, DRBI*1501, 1502 (DR15), 1601, 1602 (DR16)

Key Words : BEHABES, HLA, KK
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Table.1 PCR primers for'amplification and restriction endonucleases for genotyping of

DRBI alleles
Sequences ( 5' to 3')

Den. Ann., Ext. Restriction Endonuclease

temprature(°C)
DR1 S'primer GGTTGCTGGAARGATGCATCT (206bp) 97 57 72 Avall, Pstl
DR2 ' 5"pnmer TTCCTGTGGCAGCCTARGAGG (263bp) 96 58 72 Fokl, Cfr131, Hphl
DR3,5,6,8 S'primer ACGTTTCTTGGAGTACTCTACG (265bp) 97 58 72 Avall, Fokl, Kpnl, Haell cfr131, SfaNI,
Sacll,BsaJl, Apal, Hphl, Rsal
DR4 S'primer GTTCTTGGAGCAGGTTAAAC (263bp) 96 55 72, Sacll, Avall, Hinfl, Haell, MniI, HphI
3'primer (common for DRB1)  CCGCTGCACTGTGAAGCTCT

Den.; Denature, Ann.; Annealling, Ext.; Extention

Table 2. PCR primers for amplification and restriction endonucleases for genotyping of DQA,

DQB, DPB allelles

Sequences ( 5 to 37)

Den. Ann. Ext. Restriction Endonuclease

DQB

DQA GH 26 GTGCTGCAGGTGTAAACTTGTACCAG 96 62 72 (T) Hae I , Dde I, ScrF [,
GH 27 CACGGATCCGGTAGCAGCGGTAGAGTTG 60 60 120 (se0 Fok I, Rsa I
GH 28 CTCGGATCCGCATGTGCTACTTCACCAACG | 96 62 72 (C) Hea I, Fok I, Sau3 A [,

GH 29 GAGCTGCAGGTAGTTGTGTCTGCACAC

60 60 120 (sec) | Rsa I, Hha 1

DPE PB 101 GTGGGATCCTCCGCAGAGAATTAC

L

PB 201 CACCTGCAGTCACTCACCTCGGCGCTG

96 62 72 (T) % Apa I, Sac I, BstU I,

60 60 120 (se@ Fok I, Rsa [

iZHESME L7z (Table 1), [E#kicDQ, DPBlic>
WTHPCR-RFLPBEIZT Y A ¥ v 2T » 20
(Table 2),
3) DRB# = K 8661

DRI5DRB1"1501 & DRB1* 15021434 54, i
HEOT I/ BEFIOZIDREHE T F 8607 3/
BUE->THo, DRB1'1501i3 Val 2 DRB1*DRB
17150213 Gly 2L TW3%, DR#ID 3 F v 86hic
Gly2E LTV 3 BETHEERET L.
4) BEER/ 5 £ — 7 — DK

FAEAERS, TRABEIPH, EHEE, X7 oA FEEOF
BICOVWTEHEOHLAY A E Y VI TORK AT -
1o 2L EELREIE L2268 Ic>W TR Fu A
FERR FEFEPRFoqf FERABEIHLAY A E Y
7ERRBL T,
5) #aEte

X RE, MXERRTITL, p<0.052EEEHD
EHIE LT,

(% %]

1) MmE¥Ms 427 (Table 3)
UCTIBIict LTB52 (49.2% vs 19.1% : p<

(158)

0.0001), DR15 (66.2% vs 32.4%, p<<0.0001) »&
RicEB oI,
2) DNA# A Y7 (Table 4 — 8)
UCTIExtBict L TDRB1°1502 (52.3% vs 16.9
% : p<0.0001), (Table 4), DQA1*0103 (53.8%
vs 30.1% : p=0.0009), DQB1"0601(58.5% vs 28.7
% : p<0.0001) (Table 5), DPB170901(44.6% vs
16.9% : p<<0.0001) »&% (Table 6), F7DRB
1* 0101 (4.6% vs 16.9% : p<C0.015), DQA1l"
0101(6.2% vs 35.3% : p<<0.0001) PMERTH - 7z,
BHFIKDR2ICHED 2HAODRBI15020E &3 UCT
BT9% THBDO3%ICE L THEICED» » 72 (p<0.0
Do £/ DRB171502%H &2 WUCHITIZDRBI10
901564 5% THRLISHETH B (27.4%) kL
TERCERTH > (p<0.000D), FAUCDHII%T
DRB1*1502% L < i DRB1*0901 2 & L T W £«
(Table 7)o
—7%, HLA-A24-B52-DRB1*1502-DQA1*0103-DQB1*
0601-DPB1* 0901 i3 #EE R EEicH 545, ThoD
N7y 4 7BRUEKT 5 &locus Bl L UCE

OB EZ LY 5 &, DRB1'15024%% & M3t &k

KRS UCEEELTVWAE EEZL SN (Table
8



Table 3. Frequencies of HLLA antigens in patients with ulcerative colitis and healthy controls

UCn=65) Controls(n=136) Statistical Analysis
HLA antigen  NO. of case P.F.(%) NO. of case P.F.(%) RR. 1’ P Value
A 2 20 30.8 61 44.9 0.70 : 3.34
A 24 46 70.8 85 62.5 1.15 1.69
B 7 ) 3 4.6 20 14.7 0.32 ’ 4.29
B 44 6 9.2 20 14.7 0.64 1.09
B 46 3 4.6 16 11.8 0.40 2.563
B 52 32 49.2 26 19.1 2.62 20.16 < 0.0001 1%
Cw 3 21 32.3 26 19.1 1.72 4.54
Cw 4 8 12.3 8 5.9 2.12 2.59
Cw 7 8 12.3 30 22.1 0.57 2.58
Cw 9 3 4.6 19 14.0 0.34 3.83
Cw 10 2 3.1 12 8.8 0.36 2.17
DR 1 3 4.6 23 16.9 0.28 5.75
DR 4 21 32.3 64 47.1 0.66 4.46
DR 8 8 12.3 33 24.3 0.51 3.70
DR 9 23 354 36 26.5 1.35 1.88
DR 13 5 79 22 16.2 0.48 2.61
DR 14 0 0.0 23 16.9 0.00 3.54
DR 15 43 66.2 44 324 2.07 21.49 < 0.0001 *

Defined by serological typing, only antigens with chi squares above 1.00
P.F ; Phenotype frequency R.R.;Relativerisk (1) ; positive association (! ) ; negative association

Table 4. Frequencies of HLA-DR loci alleles in patients with
ulcerative colitis and healthy controls

UC(N=65) Controls(N=136) Statistical analysis
HILA allele
Cases(N) AF(%) Cases(N) AF(%) RR P

DRB1*0101 3 4.6 23 16.9 0.27 0.0151

0102 0O 0 0 0 0

0103 O 0 0 0 0

1501 9 13.8 20 14.7 0.026 0.8711

1502 34 52.3 23 16.9 3.09 <0.0001

1601 O 0 0 0 0

1602 O 0 1 0.07 0

0301 O 0 0 0 0

0302 0 0 0 0 0

0401 O 0 2 1.4 0

0402 O 0 0 0 0

0403 O 0 11 8.09 0

0404 O 0 0 0 0

0405 18 27.7 42 30.88 0.90

0406 3 4.6 4 2.9 1.59

0407 O 0 2 1.5 0

0408 O 0 0 0 0

0409 O 0 0 0 0

0410 0 0 3 2.2 0

0411 O 0 0 0 0

1101 2 3.1 8 5.88 0.53

1102 0 0 0 0 0

1103 0O 0 0 0 0

1104 0 0 0 0 0

1201 6 9.2 6 4.4 2.09

1202 0 0 4 2.9 0

1301 0O 0 0 0 0

1302 5 7.7 22 16.17 0.48

1303 0O 0 0 0 0

1304 O 0 0 0 0

1305 0O 0 0 0 0

1401 1 1.5 11 8.1 0.19

1402 1 1.5 0 4] 0

1403 1 1.5 2 1.5 1.00

1404 0O 0 0 0 0

1405 - 0 0 9 6.6 0

1406 O 0 0 0 0
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Table 5. Frequencies of HLA-DQ loci alleles in patients with ulcerative colitis

and healthy controls

UCNN=65) Controls(N=136) Statistical analysis
HILA allele
Cases(N) AF(%) Cases(N)  AF(%) RR P
DQA1*0101 4 6.2 48 35.3 0.180 <0.0001
0102 12 18.5 36 26.5 0.700
0103 35 53.8 41 30.1 1.790 0.0009
0201 1 1.5 0 0.0 0.000
0301 41 63.0 105 77.2 0.820
0401 3 4.6 14 10.3 1.832
0501 11 16.9 18 13.2 1.280
0601 1 1.5 4 2.9 0.520
DQB1*0103 1 1.5 0 0.0 0.000
0301 7 10.8 29 21.3 0.510 0.0678
0302 4 6.2 25 18.4 0.340
0303 23 35.4 36 26.5 1.340
0401 16 24.6 43 31.6 0.780
0402 3 4.6 8 5.9 0.780
0501 3 4.6 28 20.6 0.220
0502 0 0.0 10 7.4 0.000
0503 1 1.5 7 5.1 0.290
0601 38 58.5 39 28.7 2.040 <0.0001
0602 8 12.3 20 14.7 0.840
0604 5 7.7 21 15.4 0.500

Table 6. Frequencies of HLA-DP loci alleles in patients with ulcerative colitis

and healthy controls

UC(N=65) Controls(N=136)  Statistical analysis
HILA allele
Cases(N) AF(%) Cases(N) AF(%) RR P

DPB1*0201 15 23.1 54 39.70 0.580

0202 2 3.1 10 7.35 0.420

0301 4 6.2 13 9.56 0.650

0302 0 0.0 3 2.20 0.000

0401 3 4.6 11 8.08 0.570

0402 13 0.2 37 27.20 0.007

0501 41 63.1 112 82.35 0.770  0.0027

0601 1 1.5 1 0.70 2.150

0901 29 44.6 23 16.90 2.640 <0.0001

1301 1 1.5 1 0.70 2.150 0.0678

1302 0 0.0 1 0.70 0.000

1401 1 15 2 1.50 1.000

Table 7. Frequencies of HLA-class I alleles in DRB1"1502 negative patients
with in ulcerative colitis and healthy controls

UC(N=31) Controls(N=113) Statistical analysis
HLA allele
Cases(N) AF(%) Cases(N)  AF(%) RR P
DRB1*0901 20 64.5 31 274 2.35 <0.0001
DQA1*0101 1 3.20 43 38.5 0.08 0.0002
DPB1*0501 20 64.5 98 86.7 0.74 0.0040

(160)



3) DRB#= K »86fL
DRBIEm T2 T86ALIcE Bz T & b Gly %
BT AUCEEFRT01%THB (63.7%) icl~xTH

BicE®E (p<0.000005) TH -7 (Figure 1)

Table 8. Haplotypic frequencies of HLA-Class II alleles in patients
with ulcerative colitis and healthy controls

UC (N=65) Controls (N=136) Statistical analysis

HLA allele

Case (N) AF (%) Case(N) AF (%) RR P
DRB1*1502-DQA1*0103

-DQB1*0601-DPB1*0901 33 50.8 31 2238 223  0.0655
DRB1*1502-DQA1*0103 25 384 23 16.9 227 0.0008
-DOB1*0601

A24 46 70.8 85 62.5 1.15 NS
B52 32 49.2 26 19.1 2.62 <0.0001
DR15 43 66.2 44 324 2.07 <0.0001
DRB1*1502 34 523 23 16.9 3.09 <0.0001
DQA1*0103 35 53.8 41 30.1 1.79  0.0009
DQB1*0601 38 58.5 39 28.7 2.04 <0.0001
DPB1*0901 29 44.6 23 16.9 2.64 <0.0001

Figure 1. Amino acid sequences of HLA-DR B chain. DRBI gene includes most
polymorphic region; three variable region. DRB1°1502 has only one amino

DR B

10 20 30 40 50 60 70 80 90
PRB1+0101 DR1 Dl RFLYQLEFECHFFNGTIRVRLLEIRCITNQEESVRFUSDYGEYRAYTELGRPDASYYNSQXDLLEQRRAAVITYCREXYGVGESFTYQRR
D2B1+0102 Dw20 - AV
DRB1s0103 DR 3r 1--D% -
DRB1=1301 DR2 Dv2 ===P=R F-D-YF ~~~=F - —e=]ocei ¥
DR31=1502 Dxl2 F-D-YF ~==F l-==4
DRBIe1601 w11 F-D-YF F—-b
DR31+16012 w22 F-D-YF ====D-
DR31+0301 DR3(DRe1T7) D-YFH-===N= F A-GR--) A
DRB1=0302 (DRw18) ~=~YFi— K-GR--¥
DRB10401 DR Dwd YF-3 S
DAB1=0482 Delf D-YF-H---Y 1--3t \J
DPB10403 Dvll el At St F-D-YF-H---Y~ == - 13 ]
DRBI=0404 Dwld el A Sttt St Rt S 1 D2t O - - y
DRB120405 Dwl$ et 3 At St Ot SRS R B8 S 00 RS B S
DR31=0406 T2 ~—=E=-V-} F-d-YF-H - H \}
DRB1s0407 Dv13 s od Aad: St E e L D D R B § e e et b Ll E
DRB120408 Dvid memfoYeljocencoccccastofeYFafonnY ---
DRB1s]101 DR5 {DRvll) *==EYSTS===mmeccmnccf-)eYFoure- Yommmaaas fom=-- g-- =F-=D-=-- "
DRB1%1102 (DRvll) —=eLYSTS~mmarmmmemecf-D-YfmmemeYomrccmcesfoemceosonaTeon [--Dt A\
DRB1=1103 (DRv11) =P Y§TSmmmemmmencccfoD-Yfomone Yovmeronen Feo-- H F--DE ¥
DRB1=]104 (DRv11) " «==EYS§T§==m=mencccacfeDYfrau=e Y- F £ F--D v
DRB1#1201 (DRx12) ——EY5TG—=Yomommmeanee HFH----ll----="e~ Frmmeoomoo- v--5 =1--D AV
sazs (DRw12D) ~==EYSTG-=Ymmmemmoncnne HFf-r-ell-emacma" F Ll S22 F=-D AY
DRB1+3301 DR6 (DRw13-Dw18) ~--EYSTSem=ecemmoem- FeD=YFHe-=-Nocooocuu- foeeone 1--DE v
DRB1=1302 ) (DRw13-Dw]9) ~~-EYSTS-=--w=cooeeecf-D-YFH---e}- -F 1--DE
DRB1*1303 (DRw13-DEAG)  -EYSTS-===coce-ee- FeD-YFoeome Y- S l'-DX--: ...............
DRB1s1401 (DR¥14=Dv9) ==--EYSTS-=-= A--H R--- A\
DRB1s1402 (DRv14~Dv}6) =-=--EYSTS----
sassx (DRw14 pew) -£YSTS-- R-==t A
a8 DR (JXé) D---L -
DRB1+0701 DRT Dvi17 ¥y--5 ]o=D==Gl=mcyommmcnrmrccnn——
DRE1s0702 DB1 Ll AL j==D-=GQee-Veoonermmncacaaan
DRB120801 DRw8 Dvd.1 T S ==femdemnl-ccrncnacann
DR31=0802 8.2 Fe-de=-1
DR2120503 Dwd. 3 ~=-FYSTG--Y==mo=oeacf)=Yfrean-¥ s 1--D---1
DRE10901 DR? Lnd 3 ALt Y-H-G X-- v--S FeeR-=-f-=eVeormroua=
DRB1+1001 DRv10 Bt 3 St ittt RVE==-=YA-Y~" R
DRB3+0101 DR¥522 ~=~FLRe§erommmammcce Y-D=-YFH--~-FL -y--3 E-GR--X
DRE3#0201 b Bt R Fo=-HFH--=-YA R X-GQ--X y
DRB3s0202 b B 3 it Antat 1 2: Satd £ B - X-GQ=-~X
DRB3s0301 - c L IR e Fo=eYFl-=~-F ¥--5 {-Ge--2 Y
DR340101 DEv53 ~e=fej-Ceeeclomcamti-]-Yoemea-VA-YN--L--=Q R---E YouuoV
DRB5=0101 DR2 Dr2 -==Q-D-Y F-H-D DL E--D
DRBS#0102 Dwl2 c=cQ=DeYommmeremccccfof-GomemeNonon- : Fe=D---
DRBS+0201 el C--Q-D-Y F-H-G | E"-A AY
DRBS=0202 Dwl2 C--Q-D=Y-=== F-E-G X HELTYY AY

acid difference from 1501 at position 86 of the HLA-DR B chain.

(161)
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Table 9. Relationship between HLA-DR2 subtypes and clinical types

number(percentage) of
DRB1*1502 positive

patients

number(percentage) of
DRB1*1502 negative
patients

(n=29) (n=30)
Onset
age<30 16 (55.2%) 12 (40.0%)
age>30 13 (44.8%) 18 (60.0%)
Extent
rectum 2 (6.9%) 2 (6.7%)
. 8 (26.7%
left side colon 7 (24.1%) ¢ )
total colon 20 (69.0%) 20 (66.7%)
Severity o
severe 9 (31.0%) 7 (23.3%)
Treatment
corticosteroid 24 (72.7%) 15 (46.9% ) *
* p<0.05

Table 10. Relationship between HLA-DR2 subtypes and dose of taking steroid

DRB1*1502 positive
(n=17)

DRB1%*1502 negative
(n=9)

Annual Total dose
of requred
predonisolone

2.40 + 3.78 g/year

0.48 + 0.50 g/year

Number of patients
medicated with more
than 3g every year

or more than 5g in total

8 (47.0%)

0 (0%)

4) BERELE o (Table 9-10)
DRB1'15022 B4 2D EH XKL H DD,
RAEEH, BEGE SEFICHERSZRROI I
7205, B>V T}, DRB1I'1502%FH 45 600D
E58, RFo4 FIBEEALELEL LTV (Table
9)e 2L FRBEHENTEX LB O>VWTRF O
4 FRE5BARE L ET A, DRBITIS02EBH &
1761, EEHEEIIFITHY, BHEILBERY3g
PEFhEdBxFo4 FREEMNSgEBA TV
(Table 10), Cthic 3B HFFRE T T A%< 72
DIARIHEEEE L2 b0, TR 6 BLLEER
ABRORLUICEERENETNTEY, THL1EH
1o OEEFEH R 7 u 4 FRIZDRBI 1502 M4 T &
24+378g&, EBMAID0.4810.50gict L TE P -
720

(& #£]

EHEM KBS (ulcerative colitis:UC) DR

(162)

FEHTH 20, MorohEEfES LIcHLAS F%
DRI A EhORBINENBE D, BREL
TRBHEOEEN XIS &5, HED
HLAY 4 73 NE# B Ic B 20 ERIEEEZZ 5 L
THEETH S, BEE T, BAATBL2, DR2 V3,
724 25 2V ATB3OANUCE EMBIT 5 &M
WESNTVWEH, ZOHDR2DRIS&E 16 L
&, BAATIEDRI6IRENLE DT, DRISHUC
WWIEMBE L T 3 4 E0ORkA&IE, BH2SEMEBE L TW
BT EEBRMEROBEEBL TS, MFEFNIC
A24-B52-DR2IGES A H OREBIcH b, B2
DRISOWEFNHB—FMNCUCICBE L TV 3 h I3 R
BHTH 3, EROPIEARAUCTRIRICHL T
B2 DR2& W ERIcERICAD LN E, 1t
Bo2A - 13 WEEBBTB13 & B44IZHEMAEED 5 h,
INSERT 3/ BEY IERENEEEERLTVWS T
EmS, BRHEZOLOBUCKERZMHIES LT
WA EHRAIL TR, L LZOBKEERLEY, 4l
DT A DFEFETIRDRISHB2L Y BRICED SN



Z&, ES5IKDREBEFZOLONEERLRM L &
b, HAEETEORBRIMEEHEL THERED
£{HoN3BTEMS, DR-DQ-DPEET, Hb,
class BT OB EROICIT - 7o MFEFEN S 4
EY 7T, 4BUCTIDR2OFTDRISD E A i
100% & X B8 D48% 1t L THEEIZEW (p<<0.000005)
&, ELIDNAYAEY I T, B TIE DRI
1 DRB171501 & DRB1 15020543 09" > T db 2 45,
UCTIEDRI5® 5 5 DRB1*150245%85% & &% T &
% (p<0.000005) T &4 5, DRBI1°1501 & DRB1*
15020 Z B UC DR BRI ICBIS LT W % kgt hs
EZohd, —F, "Tos47ELTHEFN S A
£ 7 TI3HLA-A24-B52-DR1543, DNA Y 4 £ v~
7 TiE, DRBI1"1502-DQA1"0103-DQB1*0601-DPB
10901 s EE Ao b B -, KA BT HIEH
B3 54, B THDRBI'IG2AE b HBEL 2
(Table 8) T &5 HDRBI 15020 EEMHRIE &
NABETH 710 BETF LAV TODRBI"1501 &
DRB1"15020ZEDR B8 2 F V861D 7 3 7 B0
E>DATDRB1I'150113Val%2DRB1* 150213 Gly %
ALTWS, DRAHSCHLIZHLAS F DA L afH
OERIMEL, WERTF F &S0 IEERE
DEEMICEELSHEE L TVWBELEEZ Sh, DRBI
BIZFRAETOMDOT 3 /BRI LT HEXLEIE
FLOREGlyZHTA2EARUCTIE66% &5t B
(61%) I L TERILEETH» 72 (Table 10),

DT ER, UCORBRZIU~OHEDH1L 5
ERZW R SIS CERSHBZ LT 5 L
ZEionf™ ", —F, DQEETIFERE CREK
B L CERECES L Tu AR ER s h T
Wi © UCIKBWTIEDRBI'1502icE L T#
WTOEWHEBERE SN, DRBI'1502A—HKH T
DQEETFIEFEAEEOLELZI TVWEbDEE
Zott, DPETFRROBETH oA TED,
ROEHAEEHOXELZF I LI LA/ ashk
M, REBOEOVEBERE K-, BRETLE
BRMHBERAONEA >IN TVBEY, UCH,
BERIE S HFEREDO —BHAR LD, BEOAIC
RET 59 4 7o tEBICRE N RIS Y 4 TGRS
BlEDOHT LI -TREVWEEIONS, ZC
TUCHNIZBWTDRBIT 15020 A &, FAE F 16,
TEHEH, EEEAMBELAOEELEEIED SN
mofad, AFu4 FESER T, DRBI'1502%H
TAPITRAITBVHLCHE L TRSENE L, &b
HIEFIBE W EEZ O, COBEEER, HLAME
LFRERD A7 5 THERTFOEE L 5 2 ket &R
RLTEDBERMICEIERCEETHD, &5k

(163)
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RS BMENHBLEEZTVS, HLARRKEEL
HLHILEBHONTEY, MRELOUKRIEETSH
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HLA has a strong relationship with the immune reaction as such a genetic predisposing
factor of primary importance in understanding the etiology of ulcerative cilitis (UC) and the
hereditary issues involved. In this study,we analyzed HLA molecules and their relationship
with UC by serological typing and DNA typing, and examined any differences between
DRB1 * 1502-positive and -negative UC patients in clinical parameters like onset age,involved
extents of UC, its severity and the effectiveness of predonisolone treatment. The incidence of
HLA-B52 (49.2% vs 19.1%) and DR15 (66.2% vs 32.4%), were higher in the UC patients than
in the control group. DRB1*1502 (52.3% vs 16.3%) DQA1*0103 (53.8% vs 30.1%), DQB1°0601
(568.5% vs 28.7%), and DPB1*0901 (44.6% vs 16.9) were all irregularly linked, and their
incidence was higher in UC patients. There was no significant relationship to onset age, extent
or severity. The DRB1*1502 positive group required more than 3g of predonisolone every year,
and 5g in total. The annual dose of predonisolone was 2.4g in average in the DRB1*1502
positive group, and only 0.48g in the DRB1*1502 negative group. The difference between DRB
11501 and DRB1*1502 1is only one amino acid at position 86 of the HLA-DR g8
chain, that is, between @ and B chain of HLA-class II molecules and affecting peptide
binding. We concluded that DRB1*1502 had a strong influence on the susceptibility to UC.
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