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Abstract

In order to investigate the immunogenetic mechanism of Behget's disease, frequencies of HLA
antigens were studied in patients. The subjects consisted of 66 patients and 99 normal controls. A
lymphocyte cytotoxicity test was used for typing HLA-A, -B, -C, -DR, -DQ antigens. HLA-DP
antigens were analyzed by the polymerase chain reaction-restriction fragment length polymorphism
(PCR-RFLP) method. A significant increase of HLA-B51 was observed in the patients. In contrast, no
significant difference was observed in HLA-Bw52 which possesses only two different amino acids from
HLA-B51. On the contrary, frequencies of HLA-A11, HLA-Aw33, HLA-B35, HLA-B44 and HLA-
DQwl were significantly lower in the patients than in the controls. No significant difference was
observed in HLA-DP antigens. These results suggest that Behget’s disease involves both disease
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susceptibility factors and disease resistance factors and that such genetic factors are mapped within
or very close to the HLA-B gene in the class I gene region. Additionally class II HLA-DQ antigen is
associated with disease resistance factors. (Acta Soc Ophthalmol Jpn 95 : 783—789, 1991)
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1. HLA-A {55
~—F =y MEEEZDO HLAAHEHE IR 1L

Rl ~<—F=v MLk 5 HLA 2 5 = LK
Antigen (Cf\ur;t;gl) (Pl\j-j E%%t) x2 p Rﬂ?&ve
A2 38 (38.8%) 32 (48.5%)
All 30 (30.6%) 8 (12.1%) 7.57 <0.01 0.3
A2 51 (52.0%) 36 (54.5%)
A26 21 (21.4%) 21 (31.8%)
A3l 15 (15.3%) 16 (24.2%)
Aw 33 13 (13.3%> 1(1.5%) 6.97 0.0059 0.1
B 7 11 (11.2%) 3 ( 4.5%)
B13 ; Bl S ) 2 (3.0%)
B27 0 ( 0.0% 2 ( 3.0%)
B35 18 (18.4%) 4 ( 6.1%) 5.14 0.0181 0.3
B39 8 ( 8.:2%) 6 (9.1%)
B 44 9 ( 9.2%) 1 (1.5%) 4.05 0.0402 0.2
Bw 46 10 (10.2%) 7 (10.6%)
Bw 48 & € 8.29%) 2 ( 3.0%)
Bjl 16 (16.3%) 38 (57.6%) 30.39 <0.00005 6.4
Bw 52 15 (15.3%) 7 (10.6%
Bw 54 18 (18.4%) 8 (12.1%)
Bw 55 7 (7.1%) 1 ( 1.5%)
Bw 56 0C0.0%) 2 ( 3.0%)
Bw 60 13 (13.3%) 6 (9.1%)
Bw 61 25 (25.5%) 15 (22.7%)
Bw 62 10 (10.2%) 11.0615.2%)
Bw 67 3(3.1%) 1(1.5%)
Cw 1 28 (28.6%) 18 (27.3%)
Cw 3 44 (44.5%) 23 (34.8%)
Cw 4 4 ( 4.1%) 6 (9.1%)
Cw 7 23 (23.5%) 13 (19.7%)
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®2 ~N—F=xv MFHICETA HLA-DR, -DQ 5
: Control Patient . Relative
Antigen (N=99) (N =66) x2 F Risk
DR 1 8 ( 8.2%) 4 ( 6.1%)
DR 2 30 (30.3%) 19 (28.8%)
DR 4 47 (47.5%) 27 (40.9%)
DR 5 19 (19.2%) 10 (15.2%)
DRw 6 19 (19.2%) 10 (15.2%)
DRw 8 14 (14.1%) 12 (18.2%)
DRw 9 27 (27.3%) 26 (39.4%)
DRw 52 55 (55.6%) 33 (50.0%)
DRw 53 69 (69.7%) 47 (71.2%)
DQw 1 71 (71.7%) 31 (47.0%) 10.28 < 0.0005 0.4
DQw 3 71 (71.7%) 48 (72.7%)
DQw 4 23 (23.2%) 21 (31.8%)
%3 ~—F=xv bHICEkH5 HLA-DPBI % 57 (s T4
Control Patient Relative
HLA (N=82) (N=51) x2 L Risk
DPBI = 0101 2 ( 2.4%) 2 ( 3.9%)
DPBI1 = 0202 8 ( 9.8%) 1(2.0%)
DPB1 = 0301 12 (14.6%) 8 (15.7%)
DPB1 = 0401 5 (6.1%) 1 2.0%)
DPBI « 0402 45 (54.9%) 28 (54.9%)
(0201)
DPB1 = 0501 47 (57.3%) 35 (68.6%)
DPBI1 = 0601 0 € 0.0%) 1 ¢ 2.0%)
DPB1 « 0901 11 (13.4%) 4 ( 7.8%)
DPB1 » 1401 0 ¢ 0.0%) 1 (€ 2.0%)
DPBI » 1601 3(3.7%) 1C2.0%)
DPBI1 » 2001 0 C0.0%) 1(2.0%)
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320

B51 GGKGGSY SQAA SSDSAQ GSDVSLTAU
Bw§2 ssc--o- c-ee mmemme mceeeeeeo
B44.1 mmmeeee —een C-zomm cmeromne-
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BB Ao WTERT S, b b B51H
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WE XD, Bws2s B51CiR 2 #FTO7 3 /BL A
BitoTuwihwZ EAlbMcERi, ThbBE3
THRTHEIZ Bl al F A4 v D6E3FHO T ¢ /7 B2
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;v TETEHEN ) v TH D Bwhln T h & —FH L
Tufo 2 & b FEREY, % HLA ORI ERES
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EEAIOLBE LM ERTER, WhbPhhy b Fy
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ZHLTBBOD7 : /Bl a~) 227 ALDE (7 v
AR) EBL, R7F PR ERIOEHFO—HWT
o rimbhtsh, T #Ma~ofFEERRICEEL
CHRERCEE o TH S, b L, HLA-BUEE &
DEREBEGETAERELCEE, EEEERE L
DQp $457-3F Asp?, B M#BAMI YV ¥ ~F & DRA##
N~Td4o & 7 3 7 B, KBEF £ DQB #H57-
Asp?%ED = 7 LA, HLA-B iU ©63#%F H £67
BEHO7 : /BIAEBOFEECHEFRTS LA
5, LaLiehib, T MluobFEEEc, T Mgy
72—, HLA 7321 ¥kidz 721, @< BihA1k
EhtcEFE oM THEFRZ RELD - 30 TH
HEHEPHR EREZENLETH D00, BIEEH
ERBNERAR (BEHE?) b2 EHELT
WL —F =y MRRBWTIE, REORERES
B X B BT UL B,

iz z 5 ANFMBImoTIE, ERESEHERT
LLTEzZbATVI-DR1, DQwIMNLARFIETIL
DQwITIIEBIET LT84, DRITIEEREER
Fdbhilts-ot, DRULE O +<THDQws (D-
Qwl) & #EEAEmOBMMICDH A, —FF DQwl
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DR1, DR2, DRw6, DRw10, DR Bon & @#§HTFE
wrmbhT AN, LichsTiERoBEETD
DR1DEAE X8z DQwl s O #HE R FE O R TH
h, HoEBENMERTF ZDQwWITH 5SS
vy, Bolt, HLA-DQ fiE 2 aEtlflicl5 5 L 5h
hTih, DQHEIPURFRM T IR ey
Fv e —THifROFEEICBESELTWHEELD
RTW 529, F-MmiEFec DQwl 2 BET 5 85T
LE 2 bhTuwb DQAL DQBL#A LR T X DQAL
*¥0101~0103, DQB1*0501~0503, DQB1 *
0601~0604238n BT B s, £ PCR & T DQ
FilEo DNA £ 14 Ev 72T BLENDH B,

Bz, SElbibd<—F = v METEEH T
73 A1l HLADPHIE OMBELT-7. 2D
DQB14+ DQB3, At FoRcE&«#HliaMz0rk v b
AHy FOFENTRE IR TED, DPREZEZ D«
v bm A TR AET 7D, FHEED DP
FR—%F=y FEORFECIEELSHEAZ TSI
Mot ZOHEEI—F = » MFRICBEYT5RET
w5 e A7, Thbb HLABHEREFH I T
HLA-DQ HiR BiEFREBICHFETH LW IE 2L 2T
BLTwaA, FFoDPBl*2001ik4 @b i
DPBLEGEF 2 A E v Z THWRELLEHF L& 1 7T
HortdegALicboT, BEy—vxvev itk
hiEREL T A REFTH S,

L%, AR LB BARLEBIEA~F = v MR
BEDO HLADNA 21 € v 7 ¥ DTV LB LD
% L [AERIT, Streptococcus sanguis L L& &+ 545
FEHEOBEY L ED T LELDD,

i, Ao EEEHEEES—F = » A
EHFREE, R ORI (B Br R o fE) & %
1.
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