ANJEBER (IDDM) D& EE & HLA

BEE—, MagE—, BEEA,
F EEE, MEE, (BRAFEFHNER)

(EL®ic)

INBD A > R ARTE RIS (IDDM) 3 s R P ERICE D { HCRRRETH
3%, BAEZOWEOEEIERE, BE SREEL P OAERSSILCAT SN
T3, EAKFRI (B S) OME TR, H< &b 25K E TERF LI FIRRAR 16.
1+4.5 £ /NREIFEAE IDDM B 90 L OMIEE, B, #REZSOGHREEZN
79%, 49%, 44% & I T B0, ORSERFHEEIHERRG C1cid, MEEZERE L
JEiR&7: IDDM 2 > F 0 — UBETH 2 2 L EBRORMII 2V, FELa Y Fo—
AMEED I EBLTLHBRE TREVERTREREZ O REHICINS0EHEERR
L, #20EBRL2BVIED I I ENEELEZSNS,

fesk kv, IDDM OREEEENERRE TR 2 EHREDCH 2 Z LB T
%, AAATIX HLA (Bw61) —DRw 9, HATIx HLA(B 8)—DR 3 2% % IDDM
BEITEDAEEANEL, NFES RETUA(ICA) oI R, BCHFATHE
HLA (Bwb54) —DR 4, BATIZ HLA (B15) —DR 4 2857 2 B¥F I HCREERL
8¢, ICADBEHELEVI ENFIsNTW»5AY, RS Gray 5k, HEELET 2
IDDM EE# i HLA B 7 DEENEEE,» > L HREL TH D9, T.L Dornan 5
FEERESE T 2 IDDM BE0 70%728 HLADR 4 BT, ZREIHBEED R EETO
HLADR 4 BHEIVEBCEVWETH o EHEL TwEY, InsDmER, BRA
MERBRERE O RIE 12 IS EEFENEROBRLHA S L OB THERL T 2 AR L TRT 5
LOTHD, FHETRERRAHEORHRR L v Ear» > BAHE 10 FUAD
IDDM BEDESHEDEE - HLA = OBfFEREIL 72,

(5 &)

53 0.5 B KghBLUEDA v 2 Y > 0#E5%213 T2 IDDM &R (BR 24
&, 7R 3TR)T, FOVGFREERILS.014.4 5%, FHOBFERIEL 6.4+4.0FThH-
720 WEFRMERIIEE BB ORIBHREC X 0, BRFEEEMRNESRD 5 0IEF
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BHEHROEEIZ X DHEL . HLA #8113 ) > /8k% B\ 5 standard microcytotox-
icity # (NIH) 12 & » TfT 2 7. HERETHRMBFRORY 1 v o) Y, HiF
WER= 4 7 1Y — s Hk, HEERG, REIBFELZHEL, IhoDd BT ndiiR
Hanlb 0k aDRENEEE S Lz,

(% 2)

IDDM £ Ji#8® HLA DR 4 5 X U'DRw 9 FIRAAE X Zh Zh 68.9% %6 & U 48.5%
T, RS IZEENIEBED 36.0% 5 £ U8 29.3% W EEANERCE» o 72 (cp<0.01, cp<0.
05) (F1).

6140 IDDM BIED > LEEE: Db DX 34T, #O HLADR ¥ /¥4 7iZ DR
4 DR 4,DR 4 /DRw 9, DR 4 /DRw 8 Th -7z, AN EHE T2 IDDM £RIZ 5
£, #O HLADR~% %4 71X DR 4 /DR 4, DR 4 /DRw 9, DRw 9 /DRw 8,
DRw 9 /X, DRw 8 /DR 1 Th -7z (£2),

EREBELL DL DX 1ELDAT, 2O HLADRY /¥4 7 DR 4 /DRw 9 T3
i, FAEE, BE, ARELTLLBCRETRGBOEE L ZRERE 227,

(£ %)

ARFFE TSR D &K 3,61 (5%) L BORERTH o728, THIGHEBREDZH
CEEOREERESRALLZILCEZ b0 LEbN 3 MEIREDOFED 517z IDDM &
2 34139 ~T HLA DR 4 fUERE T T.L. Dornan 5 DHEIL —H T 5HRTH 2
7, AR SE D CEFISEEY L TR T 2080 H 5 L Bbh s, NBEXREFER
EZIC L D EEEOTHE L 2BERET 5 2 L bBE L Bbh 2, FEE, BER L OWHRE
FEOHEIZIED > b o — L REES X 07 IDDM ORFHIM L BECHRT 2 2 @<
DH|ED—HT 2R TH 55, THIGEREFHERSERT 2 2SI TERS
HBa S IHMAREEETIRETH 5,

(x )

1) HES&ERS, BEED56 EEE/NREMER (oW, R#, R w7 2 pERE
LV ERERR O EEEE T (GREHEET) <B¥ 5 H5E pp 233—244

2) WEEE—5, HAAIDDM & HLA-BHERE L OB DWW T—, AL EX LR
B, 33, 485—490, 1985 |
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3)

4)

5)

6)

Rotter, J. 1., The modes of inheritance of insulin - dependent diabetes mellitus in
the genetics of IDDM, No longer a nightmare but still a headache, Am. J. Hum.
Genet. 33, 835 - 851, 1981

Gray, R.S.et al, HLA antigens and other risk factors in the development of
retinopathy in type 1 diabetes, Brit. J. Ophthal. 66, 280 - 285, 1982

Dornan, T. L. et al, Genetic susceptibility to the development of retinopathy in
insulin - dependent Diabetics, Diabetes 31, 226 - 231, 1982

Weber, B. et al, Risk factors for the development of retinopathy in children and
adolescents with type 1 (insulin - dependent) diabetes mellitus, Diabetologia 29,

23-29, 1986

-1 IDDMBEROHLAHFB#HE

n E # K

HL A . CP
HB (N=150) IDDMER (N=61)

DR 4 36. 0% 68. 9% <0. 01
DRw9 29. 3% 48. 5% <0. 02
*X-2 BREPELOELAROBAHIELHLA

HLA R & 6 ¥

m R E H AW &

DR4 (+) 3/42 (7. 1%) 3,42 (7. 1%)
DRSY (+) 1/29 (3. 4%) 2/29 (6. 9%)

DR4, 9 (-) 0,/ 2( 0%) 1/ 2 (50%)

RIEF W 8. 0+x4. 48
Rmitfl 6. 4+4. 0%
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BEHTFIRA b OCRGEEMXTER YIMHER ﬁ
RXO—BTIH. BREOMACRENETNIRENHYET

( )
1DDM 90
, IDDM
HLA(Bw61) DRw9,
’ (ICA)
HLA(B15) DR4
R.S.Gray
,T.L.Dornan
HLADR4

10 1DDM

(1DDM)

25 16.1+ 4.5
79%, 49%, 44%
1DDM
HLA(B8) DR3 1DDM
HLA(BW54) DR4,
,ICA
1DDM HLA B7
1DDM 70%  HLADR4
HLA



