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Abstract

In order to investigate immunogenetic mecha-
nisms in the pathogenesis of sarcoidosis, sixty-three
patients with sarcoidosis, who were diagnosed his-
tologically, were tested for HLA antigens. Controls
consisted of 120 healthy subjects. A lymphocyte
cytotoxicity test was used for typing HLA-A, -B, -C,
-DQ and -DR antigens. HLA-DP genotyping was
performed by the polymerase chain reaction-
restriction fragment length polymorphism (PCR-
RFLP) method. The frequencies of HLA-DR52 and
its associated antigens (HLA-DRS5, -DR6 and -DRS8)
were significantly increased in the patients as

compared to the control subjects. On the contrary,
the frequencies of HLA-DR53, -DR1, and -DR4
were significantly decreased in the patients. The
frequency of HLA-DPB1*0402 was significantly
lower in the patients. No significant differences
were observed in HLA-DQ antigens. These results
suggest that HLA-DR52 associated antigens cont-
ribute to the susceptibility to sarcoidosis in
Japanese. (J Jpn Ophthalmol Soc 98 : 80—85, 1994)
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24 F—> ABEL 120 FlOBEAOKY Y v <Bk% H
Wy, KEAREEFFAT (NIH) EEEC X 5 HkEE
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2) HLA-DPB1 21 v 2

STHIDY A=A F— 2 EHLE S0 FIOEREADFRY
b7 =/ —Afhifick b 58 L7 DNA v 7%
FHv», polymerase chain reaction-restriction fragment
length polymorphism (PCR-RFLP) 919,z kb
HLA-DPB1 #4 v 7 %fT5%, 150ng ® DNA + v~
7% TagDNA £V # 5 —+ & DPB 101, DPB 201 ®»
2EDOF 74 =—%MH\v, PCR¥EIX b DPB1&ETF
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Flizm+T@y, HLA 7 5 A | HiE B & a8
FRTHRERA LR -1, 7 7 ANFETIE, HLA-
DR 52 23 EED 79.4% (63 fd 50 F) icHbh, B
AD 53.3% & I~ FEOHEMER LI (x2=10.84, p<
0.001, Pc<0.01), 25z, HLA-DR 52 BI#HE CH 5
DR5ZEFE D 34.9% (x°=6.04, p<0.02), DR6 #*
36.5%(x2=3.91, p<0.05), DR8 #327.0%(x2=4.33,
p<0.05) &, WTFhiBEALLEL THE ML T
Ve, DR531%54.0% (x2=4.97, p<0.05), * B
UL THS DR4 11 34.9% (x2=4.91, p<0.05), X5
WDR1% 1.6% (x2=4.31, p<0.05) Lt EHEOET%
w~L7(2), HLADQHRE T, BEALBERLD
MicEBZRAbhIh -1z, ki, REREKRS 446
F3FILEHRT, 4E3H DR52, DR5%#F LT,

iz, HLA-DR52EMDY AL 24 F—v 2 BED 2
7 AR L, FU < DRO2 &t DR A & 2 B L7
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2 52(43.3%) 28(44.4%)
11 38(31.7%) 12(19.0%)
24 63(52.5%) 40063.5%)
26 26021.7%) 9(14.3%)
31 22(18.4%) 6( 9.5%)
33 21(17.5%) 10(15.8%)
7 1502.5%)" 20 3:2%)
13 2016.7%) 20 0%)
27 0C 0% 0C 0%)
35 23(19.2%) 7(11.1%)
37 10 0.8%) 1( 1.6%)
38 1(0.8%) 0C 0%)
39 13(10.8%) 3( 4.8%)
44 15(12.5%) 10(15.9%)
46 14(11.7%) 5(7.9%)
48 8(6.7%) 6( 9.5%)
51 16(13.3%) 14(22.2%)
52 23(19.2%) 11(17.5%)
54 19(15.8%) 11(17.5%)
55 10( 8.3%) 3( 4.8%)
56  0C 0% 0C 0%)
57 1 0.8%) 00 0%)
59 30 2.5%) 3( 4.8%)
60  12(10.0%) 12(19.0%)
61 27(22.5%) 12(19.0%)
62 110 9.2%) 11(17.5%)
67 4( 3.3%) 1( 1.6%)
75 3(2.5%) 00 0%)
35(29.2%) 19(30.2%)
CW 3 58(48.3%) 28(44.4%)
CW 4 5(4.2%) 6(9.5%)
CW 7 30025.0%) 9(14.3%)
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#

%2 HLa4 F— R85 HLA-DR, -DQ #iE
SR

R by Ny P B
DR 1 14011.7%) 1( 1.6%) 4.31 <0.05 0.1
DR 2 38(31.7%) 17(27.0%)

DR 4 64(53.3%) 22(34.9%) 4.91 <0.05 0.5
DR 5 21(17.5%) 22(34.9%) 6.04 <0.02 2.8
DR 6 26(21.7%) 23(36.5%) 3.91 <0.05 2.1
DR 8 18(13.3%) 17(27.0%) 4.33 <0.05 2.4
DR 9 35(29.2%) 18(28.6%)

DR 10 3C2.5%) 0C 0%
DR 52 64(53.3%) 50(79.4%) 10.84 <0.001 3.4
DR 53 86(71.7%) 34(54.0%) 4.97 <0.05 0.4
DQ 1 84(70.0%) 39(61.9%)
DP 3 81(67.5%) 49(77.8%)
DQ 4 25(20.8%) 21(33.3%)

(%3). BE13/A2B000%)» HLA-DR53 %KL T
Wie, MBHTEEELAD S HLA-DRHE XA D S
hizdm-7oh, HLA-DQ1 i3E#E T 23.1% (x2=5.24,

DR 1 3(12.0%> 0C 0%
DR 2 14(56.0%) 3(23.1%)
DR 4 17(68.0%) 10(76.9%)
DR 9 10(40.0%) 6(46.2%)
DR 10 1( 4.0%) 0C 0%
DR 53 22(88.0%) 13(100%)
DQ 1 17(68.0%) 3(23.1%) 5.24 p<0.025 0.1
DQ 3 14(56.0%) 10(76.9%)
DQ 4 10040.0%) 7(53.8%)
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(%:5%) x
DPBL » 0201 20(40.0%) 21(36.8%)
DPBI » 0202 5(10.0%) 3( 5.3%)
DPB1+0301 4( 8.0%) 3( 5.3%)
DPBI1 * 0401 5(10.0%) 4( 7.0%)
DPB1 * 0402 11(22.0%) 3( 5.3%) 5.17 p<0.025 0.2
DPBI * 0501 26(52.0%) 38(66.7%)

DPB1 * 0601 1€ 2.0%) 2( 3.5%)

DPB1 = 0801 1€ 2.0%) 0C 0%)

DPB1 = 0701 6(12.0%) 6(10.5%)

DPB1» 1301 2¢ 4.0%) 0C 0%)

DPB1+1401 0C 0%) 0( 0%)

DPB1+1601 0C 0%) 1( 1.8%)

DPB1+1701 0C 0%) 0C 0%)

DPB1+1901 0(C 0%) 0C 0%)

p<0.025) LHFEOE FERLI,

2. HLA-DPB1 42 1E>Z

HLA-DPB 1 # L@ CRARERBEME R TH 0
s Brote BS, DPB1 % 04023 & E & ©5.3% (x°=
5.17, p<0.025) LFBTETFLC WA GR4),

v # %

1970 B EN SN E T L2 4 F—> 2 & HLA
OB E R T XA, H— Lz RBEKREES
hTuwisw, Thbbh, 72 ) 2085 AW HLA-BS,
1F ) RAOPBAWTIXHLA-CwT7, DR3, AV =—F v
A®T L HLA-BS8, -DR3, @ F 4 ¥ A T (& HLA-
DR5'™, DR3®, 7 A VA4 2HrF4F+HOBAT
(X HLA-B 7" & 0B s G EhTuw3, —H, 74
A —ARAaTAFHO, avvD =L ANVDRAT
X HLA 0B A bhic\ L oWEL 55, £, b
noa AP HLA-A 9, BSAHEBILTWBEv5, H
A A2 Tix, Kunikane 597 HLA-DR52 & @ #f
Bd, Abe 5%%* HLA-DR 52, DR 5 & ©#HBH, Tkeda '
7 HLA-DR 52, DR 8, DR 9 & ®#8B4, Ina V4 HLA-
A1, Bwd6, Cx46, DR52, DR8, DR9 & DB %%
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FEa—FLTW3,

E3 HLA Z 72 IMEO=RITIEHEEET IV, (XEE (25) +%E)
9—13 7 ¢ /BERERE 1 B EFERICHEN L, 10—12 7 s Y BEEEI A 24 F— v 2REBi - T\

5LEZLRS,

HLTHY, SEOHE~DERLHRTCEETER A
ADHF A=A F—o 2tid, HLA-DR 52 + © 8B 234t
—HERBES Z ENTES,

BAERoBE L HLA & 0Bz, Kunikane H¥i%
REERERS 214 P ABETIZDR2EMSE
72396.9%, BIERERETAHEMTIZ52.11% &, BER
wHETAHEY LS F—> AfEFTIEDRS52 &E0HEBEY
wHTWiy, —F, Ina bWRIBHEREYET2EHD
DR 52 (Bt 74%, B X WBETIik 15% &, BIER%
HT B> T4 DR52 Eo#BE*»EHT 5, Ina
L oE Iz o T, Kunikane S LREER A 43
LM 21 A (36.9%) THAHEDIZXL, HERFILTT A
(69%) L BER OB ES & & &, HZECFoFERY
KDOTS, Hx LRERYET BRI 63 A 59 A
(93.7%) £ &<, Z D 5 LDR52EH & 246 A
(78.0%) THH, Ina LWLEKORKREL LT LFE 2
bhb, i, BEREYRS 44+ 3MRBHET, »o
4% % DR52, DREBHETH - 7. ZOEFRIITHAL
B, SHEILIBERERSFraA F—v AERALE
BL, HERHLTV-E,

SEIOH « DR TIX, DRBIBEFICL -T2 —F
s HLA-DR52 &, DRB1#ifEFic L -T2 —FX
#1%5 HLA-DR52 Bi##HE tH % DR 3, DR5, DRG6,
DR8 D, EbbAE—FEHIC L 24 F—vAHT 3
REEEZHEL 20008 %5, HLA-DR52 i
DR3, DR5 DR6~7r 24 71k Brciabh s
DRB3#EFILt - T2—FEhss, HLA-DRS 2 =
O DRB3BEFE b\ icd, ARAESIFDR52 @
BEMEZRILVETTHSE, L, MEFHRET
DR2EZHET A Bt AVbhRBMED S { B,
DR 3, DR5, DR 6, DR 8 @ DRB 1 #f{5FEMIc LT e
=6 b —7RBHFHL, KIGT57Hiz, DR8 iz DR 52 B
BHREEZEZORTWADTHBEI(F2), ZDHEIL,
A V= 20RKRZEEEXHEEL TW5DIXDRB 3
BiEF TR, DRB1BEFTHHZEXTL T
%5, Tidt, HLA-DR52 04 0T/ <, DR5, DR 6,
DR #UF 1@ e 7 ¢ » BBE A A af F—v 2D
RIECBEEL T2 THA S, ks, DRIZXAXAR
REBEAEZLREVWHETSHY, Lo TRERT
LHEMABED bR EEL LR,
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HLA 7 5 A 1 $iJ& © @& ¥ k& 5 Bjorkman 5241
roTHbLMTEREY, 77 20HFEKKSWTH 2 5
ZIHERBOIABEY L5 LBAFREIRT W
52 75 AN9F iz afl, SENILRD, a, BHEE
By vARERERT S, Tihebb, a, £, BEE LD
Lhd LEFCERLERLDONRKELBHD ¥ —+ &
CEMMMBOHA 2D a ~V vy 7 A% LD, JVARD
MEAYHRELTVA(R3), 02 v AZHRGUIRE
7+ FARERZEh, HERREhS, BERVWC &
iz, DR3, DR5 DR6, DRBIH Bt +—7FTH
52DRB1EBEFOIBEAL12FH DT 3 /BRI,
Glu-Tyr-Ser-Thr TH» 5. 2D 5 h, 9FBOT ¢ /BRI
DR4 3 #EFTHHOT, WHEEMH 12FEBD7 3 /
BB L2 F - ARECHATHDEELDR
5, ZOWMMEIEBETHRL L, B — PEHOZ LA
ACELEMBCS D, Bc 11 BB T § / BRELS
HiEdRL, 77 FLOBACHETAI LIcL b,
THROBZCEEcBEXYH-TW5, Thbb, ¥
pad F—v2DRECR10EBELS 12FEB07 /7
MEECH, #ic 11 F B © Ser( ) VOREETEE ZHE -
TWwa EHEIhL,

3k, yraq F—Aigkids HLA-DPB 1 ¥37i#
EFORBIALRT, ARELRLDTTHEL, ¥
Aaf F—vatofMErTboRRohishotz,
DP #EFHEAERL 7 7 2 [HFERGRTFHEEOCE DS £ v
brxT7HlizHD, DPEETHALT = 2 7THICFED -
€ DNA-DOB-DQ &1z 7 # #H2-DR & & F # H i o I/
A A T2, HLA-DPB 1 %37 = 7 DR, DQ $1
FEZHWEETREEY 2 AL h TV 5,
DPB1 * 0402 (X DR 1 & gV H 572, DR1
DEELREBETCHE-TETLEEERbhS, 124
F— 2ickit 5 DR 1 0 {&F X Kunikane 50 3 &
=¥ H b, HLA-DR 1 3&EEAK B -Tw5 &%
EBRBT,

HLA-DRS52(&#E D % A = A F— ASEFIE 13 5]
(20.6%) £ DR53MEETHY, HLA-DR UK TH
BELPRTLORH -1, DQLAEEETFTL T
7. 2OETIREDQL1A DRI, DR 2 & HEERFHEICH S
fodd, MHRHELBENH THEEEZR A bRV DD,
ETFLTWAT®EE2 bRz, DRHZEMHBEE KT
%2 DR53®#EME DQ1L, DR1, DR2 D{E FToEFEIIH
HEDOLZATRHTH D, BERLYEPL L TRATTH S,

HLA HiF s FEERRZ M L OB O 5 FEBO RN &
LT, HLANEB HXEEORZHICEb-TW5 &
THEZNDY, vraf F—vA2ATH HLARHE# 1
FO#EH, MHC-~ 7+ FEEEOFRE T #ilaL +
TR L ARBOESVEIRET D L\ ) [N E
255, Lol BEo HLA BEF 08 BT 3
non-HLA BEFORENRSF L2 F— ADFRIEIZH

BREeE 8% 1%

5L, HLABH#HBEL WA oBE kI BEF~—
H—mTERECITERLSHS, B, HLADR,
DQ T2 BETF 2 A v /2 lfTHTHH, &
BEHIFHMIERYALLTETH 5.
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