Clinical features and HLA of SLE in Okinawa
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Fig.1. Number of patients with SLE during the
period from 1977 to 1984 in Okinawa.
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Fig. 2. Distribution of age and sex.
(a) of patients in the present study (Okinawa).
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Fig.2. Distribution of age and sex.
(b) of patients in the present study (Hokuriku).
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Fig.3. Age at onset of patients.
(a) in the present study (Okinawa).
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Fig.3. Age at onset of patients.
(b) in the present study (Hokuriku).
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Fig.4. Duration of disease in the present study.
(a) (Okinawa).
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Fig. 4. Duration of disease in the present study.
(b) (Hokuriku).
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Fig.5. Familial occurrence of SLE in the present
study.
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Fig. 6. Clinical symptoms (ARA criteria).
(a) of patients in the present study (Okinawa).
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Fig. 7. Laboratory data (ARA criteria).
(a) of patients in the present study (Okinawa).
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Fig. 7. Laboratory data (ARA criteria).
(b) of patients in the present study (Hokuriku).
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Dontz, WHEERCIEEMLL T, MERE
LWERERLE, Blb, MBR T 46.2% DB xR
THDH, JETIE 7.7% ABHEE TH - /2. BEKRE
Bz DwTid, RETEEV IR 5N, &

T, FUETEOBMEES % Zh 96.9%,

94.6% LB b E <, HiDNA 51K 69.2%, 91.3%, LE
#ifT 58.5%, 88.1%, Sm #Hifkix 16.9%, 10.5% 28
Hohdz, FUNZRIZENFN 53.8%, 73.1%1232
dotl:, D56, WREROE TR, BEE02

HEHELWET 2 AERIT 268 (40.0%, B5, £21)
Th-o7z (F7).

II. HLA RO 347

1. HLA-A R (&1)

HLA-A $IEIC DT SLE 8% 21, ZERL I
o= OMITRIIUEEE#HEL 208, wWIFho
FRICLEEZ R Db ol

2. HLA-BHIE (%2)

HLA-BHIREIC DWW T3 HLA-B 35 OHL A E »
SLE BELE T 41.5%a> b a—1 D 26.7%i2
L L CEBRES RO > - EIMERIC 5 - 72,

FEIZRS &, 50.0% LBIMERERL 72,

3. HLA-CHIE (k1)

HLA-CHIFIZ DWW T2 SLE BE &, HERL2
o=V EOHMTETIUREE FEBEL 2, wWin
DHRRCLEEERRD a0 72,

4. HLA-DR#iE (£3)

HLA-DR #fiRiZ D Tid HLA-DR2 OFLFEHEE »
SLIERZEZ2ETIX60.3%% R "L, a>¥hu—nLo

Table 1. HLA-A-C antigen in patients with SLE in the present study

Phenotype Frequency (%)

HLA-A-C All SLE with N.svn. without N.Syn. Controls
Antigens N=65(%) N=26(%) N=39(%) N=45(%)
Al 0C0 ) 0C0 ) 0C0 ) 0C0 )
A2 36 (55.4) 15 (67.7) 21 (53.8) 22 (48.9
A3 0C0 ) 0C0 ) 0C0 ) 0C0 )
All 11 (16.2) 6 (23.1 5 (12.8) 10 (22.2)
A24 37 (56.9) 17 (65.4) 20 (51.3) 26 (57.8)
A26 22 (33.8) 8 (30.8) 14 (35.9) 15 (33.3)
A3l 8 (12.3) 0C0 ) 8 (20.5) 5 (11.1D
Aw33 1(1.5 1(3.8 0C0 ) 1(2.2
Cwl 23 (35.4) 11 (42.3) 12 (30.8) 11 (24.8
Cw2 1 (1.5 0¢0 > 1(2.6 0C0
Cw3 40 (61.5) 14 (53.8) 26 (66.7) 29 (64.4
Cwid 6 (9.2 201D 4 (10.3) 4 (8.9
Cw5 0(CoO 0C0 D 0C0 > 0C0 D

: Nephrotic syndrome.
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37.8% Iz L THIMERI 2R L 2 EEE IR b o
#2 (x2=5.16, RR. =2.51). %/, REHEICR2 &
56.5% CHEIMER %R L 72, iz HLA-DRW9 O HIE
HEEH SLE BE2AE T 10.3% %KL, 2> ba—
A 22.2% LB U TIHAMER 2R LT &7z, R
BICIRD & 4. 3B% TRAERERL 7.

5. —PIMEIRAE R FERE G D R AR

— PR VR IR DB - SLE HIFEE L, I3 SRR
Lizhs, BRidA 70— YERFEL D ETRSICME T
Liz. BRI 60 T, 1978 4, BEEALEE, 208, ROMTE
Wi, 787 REERsNL, LA, Mg, mREE
#ioTE L EEDABE L 2 - 72, LE M, HilHE
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& 0 SLE RIBMERE, V— 7 ABE, BIEE
EEHLTL2 D LBIEN, TV PV o ibE
Wk DBz, 198142 A, AMBRRAED - 5
2EIBD AR, 11 B, HESERI T4 3 @E DO AP
19824, 25FBCTHEI4EEOAR, 2 70—
CEGEHEL LT, 7V =V o8& 100mg/A 26
LA, BHERELETL, 2R, OFEHH
Licic®, BEEEREZMABLE. 108, BreREE
9, BRI TFLEL 72, MIZIRIE 63 F T, BFA
OEERE»NH 3, 1977 &£, HBBEE, ZE2FD
1978 £ 3 B, EAMRE, HEmMN, HE, DFENE
BEROFERTIC AR, TEESE, 805>

Table 2. HLA-B antigen in patients with SLE in the present study

Phenotype Frequency (%)

HLA-B All SLE with N.syn. without N.syn. Controls
Antigens N=65(%) N=26(%) N=39(%) N=45(%)
BT 1 (1.5 1(3.8 0C0 ) 2 (4.0
B8 0(0 ) 0C0 ) 0C0 ) 0C0 )
B13 0C0 ) 0C0 ) 0C0 ) 0C0 )
B15 8 (12.3) 2 (1.1 6 (15.49 6 (13.3
16 5(1.7D 1(3.8) 4 (10.3) 5 (11.1
Bw22 1(1.9 0C0 ) 1(2.8 2 (4.0
B35 27 (41.5) 13 (50.0) 14 (35.9 12 (26.7)
B40 28 (43.1) 11 (42.3) 17 (43.9) 23 (51.1)
B44 0¢0) 0C0 ) 0C0 ) 0C0 )
Bw48 5(17.7D 1 (3.8 4 (10.3) 2 (4.0
B51 9 (13.8) 2(1.D 7T Q7.9 8 (17.8)
Bw52 0C0 ) 0C0 ) 0C0 ) 4 (8.9
Bwb54 10 (15.4 4 (15.4) 6 (15.4 8 (17.8)
Bw59 5(7.1D 4 (15.0 1(2.6 2 (4.9

N. syn. : Nephrotic syndrome.

Table 3. HLA-DR antigen in patients with SLE in the present study

Phenotype Frequency(%)

HLA-DR All SLE with N.syn. wthout N.syn. Controls
Antigens N=58(%) N=23(%) N=35(%) N=45(%)
DRI 1(1.D 1(4.3 0C0 ) 1(2.2
DR2 35 (60.3) 13 (86.5) 22 (62.9) 17 (37.8)
DR3 0C0 ) 0C0 ) 0C0 ) 1(2.2
DR4 30 (651.1D) 13 (56.5) 17 (48.86) 22 (48.9)
DR5 0C0 ) 0C0 0C0 ) 1(2.2)
DRw6 1(1.D 0C0 ) 1(2.9 0C0 )
DRT7 0C0 ) 0C0 ) 0C0 ) 0(0)
DRw8 14 (25.1) 8 (34.8) 8 (7.1 13 (29.9)
DRw3 6 (10.3) 1043 5 (14.3) 10 (22.2)

N. syn. : Nephrotic syndrome.
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Fig. 8. Pedigree.

8). ZORFNOREMEFHIREL LT, LEF X
&, LE#Hfa, Pugsiir, Mg C ORRE2T o1,
BEORBMEKS AF4A, fIORE ZOFHS At
3N, BROFHTIAFTLABREONRE B o7, &
Bid, BELUANONBRITRTERETH o7, o, 5
DBIEREMS A ST (Fd).

iz HLA ORFRBFE 2T o7, BEONT oy 4
7, A2, 24, B35, W55, CW1, 3, DR2, —TH o7z,
HBHR L LT, B35, DR2OSKZOBHICED S h
fz. L L, WFRoD £ /35— b SLE 25T 35K
ER, REMEFNREL2RDLro7: (£5).

% =

SLE ORERE X, AMEZHH D KECBLTYE
BAIDEARNIELBEETHOINT A ZE
3, NEBIDBEMRIFERTIE, REAVBHRETHS
LHREXNT A9, 19834 3 A%, SLE BEIZHA
2ET 13,245 AT, RIEX D 1,402 AL THY,
A 1070 11.2 2% > T3, R TR
BLAT, AOHTHEHREL->TEBY, HDOELHE
IERC B B,

Table 4. Serological tests of family

Member LE test LE cell ANF C3
Parsent +
1. Patient 1. + + 80 70
2. Patient 2. = = 0 135
3. Sister (- (=) 0 160
4. Brother
5. Sister (= (=) 0 160
Pt 1's family
Husband - ) 0 115
1. Daughter (=) =) 0 95
2. Daughter
3. Son - - 0 160
4. Daughter
5. Daughter (-) =) 0 115
Pt 2's family
Husband +
1. Son (- ) 0 135
2. Son G (= 0 160
3. Daughter (=) = 0 70
4. Daughter
5. Son
6. Daughter =) (- 0 120
7. Son
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SLE D& EERHAEIR, 1972 £EICBEERGEESR
EERAERBES T ICLVERSNL, Thickd g
ESLE BFDOHEEFEHIL 6,286 AT, AD100 755
SLE BERMEAREKIZ 9.8 ATH- 2. BEKBK
EESN TS, BELIEMLZ btk s, HHRE
DEBIE, HSMIZERPFRONE & B L TRER
v, FEFEARE, 1,185 6 448 (3.7%) T,
oHE, —HFOREICEL, ZEDHEEDLEERR
KHEMmolk LT b, RREORRTI, 65F8IH 7
# (10.8%) wRIEREL2RD, FMAEFEEHALL
THETNEIELEWVZS, §E, BEd» 5 O,
— SRR ORER LT o 7o, SBRIT LV IABETH
W B BEENS T e RET 2 LEND 5,

ERER, REMRBORRAR »» 2 &, MWHE
84.4%, BEHMETZAIBE 84.0%, Biftksy v S2 R
63.7%, HERES4.8%, TUEHIIEBM: 86.7% L £EE
EREETCREHENTBD, FFESROEFFEL
FLTw3, HEEEFREMTLA T2 T TR
0 EMESRBRL TB D, BE, H#897% SLE 2EZ
2EEDFThIE I LnYIEE NG,

BT, MWL duRE L OBFREROLEICBWT, A
HBBECELVERERHLAL I LBEETHS,

Table 5. HLA type of family

WEROSRE, AETHE—-OTEEIZEL, BEBER
BEICH 2, EMTHRRIR 22.4°CT, A EYREN
20°CUTERBDIX12, 1, 2, 3HOAT, L
WCLUTEiRsky, Lhl, BREL, 233K
L, 6, 7, 8, 9AL30CCEVESHLIKES
L. —HERERFICEL, Wb AEETEARE
<, BEMRBHL, FLETLABLBMEICEEL D
SHhV, TOHLBEERD, RBORBEEERER
DFEBICHP LB E LS LI ENTERIND,
EE, AMEONREEORIIE, BuLUETHH
2L, WABHRORE, iE, BRERDOLEME
3BIRER L TV 5. D% D SLE ORESEE, BERAER
ORBFIBRBERFICLDNEMEINZE BB (E
6).

¥R AR BEOMERCAUEL, R
1,000 km, -k 400 km QARG HERIC 8T 3 4D
DBBHE» SEREN TV, ZOBRBIIH 150
BRTHRENTED, 2055, EABRZ 40 TH
3. EAOO 8% HHEABIZ, B D O 12% 13 Wil
BLUADBIRICEEL TWa, ZOEERERBR -
SER, RITHETH 50, KERE, SHECLD R
TREENH S, WRAEESTD, LFEERIEEESEL

Member A B C DR
1. Patient 1. 2, 24, 35, W55, wW1l, W3, 2, —
2. Patient 2. 2, 24, 35, W55, wW1l, W3, 2, —
3. Sister -, 24, 51, W55, w1, —,, 2, W6
4. Brother
5. Sister 2, 24, 51, —, -, W3 w6, W9
Pt 1's family
Husband 2, —
1. Daughter 2, 24, 35, W39, -, W3, 2, —
2. Daughter 2, 24, 35, W54, W1l, W3, —, 4
3. Son 2, 24, 35, 39, -, W3,
4. Daughter 2, 24, 35, W4, W1l, W3, 2, —
5. Daughter 2, —, 35, Wh4. wWl, W3, 2, —
Pt 2's family
Husband +
1. Son 2, 26, 35, Wel, -, W3,
2. Son 2, 286, 35, W6 1, -, W3,
3. Daughter 2, 26, 35, W61, -, W3,
4. Daughter 11, 24, 35, —, -, W,
5. Son R
6. Daughter 11, 24, 35, W55, wl, ——
7. Son
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DEENEEL, BN SOBEBEREDEE2HAT
W3, DEN, MERICEZIFELOVDbY A EEE
HIANEELTHEZ EiZh 3, 05, TEEED

SN RDHAREREND 5.

RS, ISEREERE E B LT, —BERTEEEHS
ORI (27 EEE) OBREXHS2ITL T3,
TabbHRRIIFEOFRTEERICB TS 1957 E£»
S 1980 FEIZE B 24 FERNIC 1,382 Ah S BHEOH - 7
BRI E OO TBOMESEFHEE ML 2. 1957~61
FEUXBI2FFEEOMBENBIEEIE, BNEL
80.4% % 5o, WIBMIEMASEbD TE» >z, Wil
R LER/T 2 LENIRENT, EbDTHRro 2
3, 1972 EOR LR R HEIC L THHEWBISEICE L
Tw3, Lal, HREZOHmARERLE>TLw
BYn L, EEESMEICELL T EELIzAS
NBBERKRTH Y, BN TIRHRANIBIERDSE, -5
TETRERNEEESE, MEERSMERS N,
SRS E RECERL TV S L HAIL Ty
5.

WHERE, BESECHEIN:, ZOBREROE
BELARTILHERETH R, FRFICBLTY,
WHEERLE, MHRE b HETHAL, BRELTW13,
S, EXENREOHEFEE, HEOCEBEEROME
HBLETHB,

SLE ORADOEE c R BEEE 7 L BERTFORA
EOVOTFa—FRRLETHD, MO,
BIREREROER, 8L UZDEMRFOIN, =
TR EMIE COEMBERNFE, MEREENFEE
& 2 BERFOSIBEETH 3.

B ORERBOFRERFE IS O LTIV 2 ERNRLHE
ZENTHEY, ZOFEOFHHD 2H2FEL L
T, HLAFURER c FRERZM L OB s 1, »
{OWDEHMTTHN, B 1 IZHiEREO HLA
TR Z h B4, WEADEBED receptor L2 D,
ZHEOVIsEORBEABOBELBIF VLTS
receptor $idsH 219, 212 HLA HiR L mFIEDRE
EPIEEICHELL, ABOHEREEE LD, &

Xttt (cross tolerance) % 4 U THFMEICH L T4
FEEAREE LD, BEBELTRBT 2 L7 2 mole
cular mimicry (453 F8EME) 235220, F312, v
AD H-2 I REGEEEF (Immune  response
gene: Ir-gene) WTEET A I L BHSNLTHEY, kb
T Ir-gene »8 6 feafk T HLA HiFEETF L%
BIHEELTOL I ARBENTWBY, D0k
LRI L Ir-gene & H 5 HLA HUFEE 728, F—
Refh LTIERCIAE L CREEL, Lo b BT
K&z H D, HLA FUEIZ ¥ 2 5 genetic marker Th
LT AMNHE, TaLD HLAHIREERE L O/
CHEBEMEBESEEL 5, EBE 20 HLARET
372 < T, EHETFEREIWH 2 Ir-gene & DHER%
ATNBEWVWIZETHE, BETER, ZOBENERH
ThH Y, RBOFERE, HLA JUFREE FE L83 3
Ir-gene I2 & D REBEZFEWICKEHEN T L#
BTV 32,

Ll, SVAOBEEELD E FOBEL, EE
BYThy, A—RETCBL»ATVARLI ZITio
BEFORBLLELEZOND, > ThHb—ELRN
TTOMEHITARETH D, BCEFEL SV ICBEE
HLHC NERBMESTFELE L, b 2EBHO AR
BOTHFAUHFERED b L KHET 20 ELOME
PHIREE N T2, BE, HLA PUFEBEIC I A EEY
by, ThZWREELAEND,

Sz <, SLE BE B 3 HLA-A BL U
BHUFIWCBI L Tid 1971 £ Waters 57, Grumet 5%
DHMELIFREHEMES N TR, BAZBWTI
HLA-BS DHEENFEIE N> L T2 L DK
K&, ZORFEEIZR2~S4BTREL s Ty
3@=30 BRI TIZEALED S & AFUETIZ AL
A2, A10, AW19, BHIETIZ B5, B7, B13, BWI5
BW40 7 & DOIEMASRE & Ty 29292939 5
AEANZBW TR, HLA-B8IZ &b TENT, 1
B8 @ Split antigen T#H %, BW59 b7 2 £ 234
5NTW3, BE, KR TL B3I 1HlbALAL
W, 2OM, HRAD A BETIE AL0, All, BHIKT

Table 6. Averge Tempreature in Okinawa and Kanazawa by month

Jan. Feb. Mar. Apr. May June Luly Aug. Sep. Oct. Nov.

D Annual
N
verage

Kanazawa| 2.9 3.1

6.0 11.9 16.8 20.7 25.0 26.2 22.0 16.1 10.8 8.0

14.0

Okinawa | 16.0 16.4 18.0 21.0 23.7 26.1 28.1 27.8 27.1 24.3 21.3 18.1 22.4

(1983%EfR  ERFEH)
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1z BW40 7% & OBIMHBEHE ST 33938 [\fE e
O¥E TiZ HLA-BW35 £ HLA-BWSS 3 Z# L #F i
5y Ry RGHEICR > T, £74 287 REEMEC
BoTHEML T EBEL T3, KFETH,SLE
BESE, BLURERHT B35 OMIMER 28D 7.

L L, BW5S RIEATHETE Lo,

SLE BF B % HLA-DR#HIF WL Tt 1978
£ Gibofsky 22 k2 b DLW D DMEH
ENhTWw 3, Gibofsky 54D Reinertsen & 42493
DR2 & DR3 #8, Scherak %+ DR3 ® & 23,
Stanstny*®iZ DR4 B ICHML T Wiz L EL T
W5, BIETIXBEAD SLE 28w TiZ, HLA-DR3 &
ORGSR IER SN THB Y, Griffing 5493, HLA-
DR3 & Ji DNA HiADO tHE B L TRBICE A K
BEREL T3, JIDNAHIEB %D SLERE, i
DNA #ifk% & < SLE #5 L 'tBB#ETd HLA-DR
FREHEMRE L, HLA-DR3#i[fi, SLE&ETY
i DNA FilEBHEAIc BT DA, MBEICHLL TE
BOERL-THIEDONE LTS,

Benacerraf 5*MZ & 3 &, Ir-gene &, BRI & L&
BREREYT, L3, DABEOHEICNT 30k
BERIEH 2 CIDBENBHKEOBELREL TV
HLENB, E-T, £ FSLEWZBWTH, HLA-DR3
it, ZhERET, JiDNAFBELRELREL TV S
iy HBEWIE, TNEHREL T 5EET L I EH
LTwabDEEflashTn 3,

HAASLE i3, /MMES®IZ X% &, HLA-DRWY
LD, BEOEELIRED LN LRMEL TV,
—7%, Sukurami 5473, MEHICEEREZE 2 WD b o
rRELEDBS YL, DRAVEWVEEIIZH -7 LHEL T
Vw3, i#iz, Kameda 5213, DR REBICHEA L Tw
RERELTCLE, HEAATIE, £3%, HLA-DR3 it &
bOTHTH D, Kameda 5YDIRETH, B LT 45
Bl SLE 88 ¢, HLA-DR3 #85T 2613 1614 7%
hol:kadh3,

AWFFE T4 DR2 DIEIHER % 37248, DR4 D
BxEo ot &7 DRWY L Tid, &L 5K
PEFIZSH 572, DRI 2> ba—iz 1 BIEED 10
ATH-1:,

ZOFRICSLE BEH O HLA T 2 g —H L
B2 &k, SLE & L TOEBEAIC MBS 3,
TORRERIISFE T, HOHBOEELIIOWTY,
TOMBR BRI H Y, BERSE, Fioiz20EE
BBLCba3EETHE, ZDLIIZ, LFLY
IODRBEMUTRASCLAEAERERETH
SLE ASBEHER & WO F S &7 & &i2id, B—0
disearse entity & L CIUBTE 25 £ 3 AL <,

HLA 5iF28, HAERETH S SLE Lo KBRS E
RLTTIZ7%2 <, B4 O SLE B HEELTWwAE
BEHER TR T 2HDTHAB.

KW Tid AEREHHE % MFMET L7228, SLE &
& & [E4% B35, DR2 OHEIMER 25D 72, H-T, A
FEFEFAE 14 SLE R L EEMNIZ I A—-BFIzES»
TBY, FZOBREH 2 —HWOBRREELO NS,
ZO—HABRRERETIHORFLEET 2D L
Ebhs,

B, T & 9L CRRAO 1T S5 L 7o 51, — I
1B SLE SFEE L 7801 29 BT b, —Blit 16 51
T, —BFIF55.2% THo7. —H, ZIERERK
SLE BFEEL 2Pk 9 BITH b, —Bsuz 14c, —
HRR11.1%e 2 b HEEENHo7, Block 5%
SLE SE—BEX, —IIENERT69%TH 2 Dicwt
L, ZIRMERER TR 3% L~y BENEERSR
— (—IEREIR) DI SLE BE—EMNE W I &
BREBBRZECRENRFIED TEETHE I b A
RY. TIMERER TR & 2 —IIERE R & B
FHE U TH SLE BAEHE 1A R T2 v Il stk
ERIUTH3. LrL, —IRERERD 1%
DHAFEET B L, BETIRTCEHALET, &
RiBERFBSES LT3 2 E2RLTWAS,

SLE D RIEWFEERR 2~ 5 LOBRTHEE I 8
BAVTNOBRGHEATCIEBETCET, EROBETF
5T 5 Z LBIEH I T iz, Winchester 5
1%, —IPMES X UTIMMERAE IR IC 817 3 SLE RfE—3K
EOEINEFNOBLUI%BELWIHERL D, BEFD
BEHEL TS, T%bb 69% X (1/2)"=3% (*:
BEFOH) OHERL VPR L ER - REE
WHEET 3 4 D0BETFHSLEREEST 3 &R
Nz COWEHRRREROWE C—IIME, I
bICRERFIEEBRICER L, ZIEREIRO SLE %
EFEMEODIBERFOERIZL 2 LT3 RECE
TnTn 3,

—7%, BH>™, SLEREOHEER L L T,
HLA R EH L O20OBETFEHEELTHS. T
Zhb, All-B40 & BETFHICH 2 « BETF &,
B35 L EET TPz H D §BETFHEEL, MEEZ
hZh SLE BE W B TEI DNA Fifs(l, BEEs
Lot AERLLICETZE, MR &
W XD, HENIRERT LT3,

AP AE RIS R A FER TIE BB 2B LT
W7z s, AlLL-B40@H L Twio7, DRIFEIR
2,— T, DR, DRWIIZEL Twih o7, KRR
P B 2 E T 2ENHH VB BHEL TV,
DR2, 4, WIRETAELIRELTHRL, f-oT
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SLEHEw S+ 2 Ir-gene BNEET 2 LREL T
b, FRIRE—DRETFHERENIC HLA EEHE LT
WA EIFEZ SN BICIEZOEEFH SLE OFf
RER, B, FTREHETILOTIERVEDB LR
3,

B, Reveille 543, 8 FRDOKENFRLE SLE i
BEOHE ML THHF 2T, HLA DS OEER
FHSOLERECHES T2WREELTBL TV 2, Ly
L, BEELEERT, BEEFLERRELTHEL,

LaL, Bf, HLABGEF 7 o—=r Itk D EE
ZEBNRBVWHE R, KEYT POV Y R KR
2 OHFEEIZBHEREY Y ~F (RA) BE O DR4
FiE#% 23— F 3 3 DNA & DR4 % b D A DNA
LRIHBEREAVITHEDHS Z xR
HLf:, COBBIMmEZACRIUDRELY 4 7&
nignis, BEHE, REBELOBRE, LEROEH
12 &) DRIBEEFICH»VEY: (Microheterogenei-
tY)SEETAAREETTLOTH S, 20 LD 2H
Rz HLA LB & OMEBESF OB EE 2 FH»
NE5z3b0eEz615,

SLE 1287 % RIRRBITRIL, 2 (criteria) &
L CABIICHE L IZBRER, REMR, B@%2
ZIZLTW A TFRIZEVA 7B EH CELICE
&, WKL~V T, U v SEREE OB AR
WirELWHREVHERTBD, ThE2HEEL T3
DNA VA TOFFBRABEZRHICETVwE L
3,

# Bl

WHRIE R OHLREIC 5 17 3 SLE DESERGE AL, i
BBRERTFORSIC OV THRE EMA 2, K Tk
Bkt 5 SLED HLA, & 5id 4 7 o — YRR
S0 (RERS) W3 HLA 24547 L TIROFER
VAN

1. WiEIz517 3 SLEDEREIT AL 10 TN
22.3°C, HFBLz-TE D, »OELBINERICH
5,

2. VhEEE L bR 51T 2 SLE ORREE LB L,
HARBBEORBHEE cE L LEREZRL, WERE
BUTHBEETh =, INIRER, BLEOREE
E 43, SLE O FSAESERE SR O FERSRE (2 i 1o &
ELoTILEFBRTELDTH S,

3. BRI BT, FREREED 65 FH 76
(10.8%) =g s h, dbkEs L UL EZEHIE L K
LT, BEERERETHZ., COHBEE, HERO
HIEEREERNREFIC LS, WhY 2RHEHERNICE T
BB L ) BENEREZREL TH3,

4. PRI E 5 SLE ® HLA IR T3, B33,
DR2 D MMER £ 580, DRWI OB ER %3 1,
AEREHIC BT O RAELIERTH - 72,

5. —PIMEIUAE RIS AT REEG &L, KAH
ExiTol, MEELEML, REECLL. BEo
HLA FiR E RFPARIE & O M IEBEREZEED b
7z,

6. SLEDHKERF# HLA L EHE L -8 —DH
BFTHATE I EERETH -2, BECZOBET
#3 SLE ORREIR, 8, FTHREBRET 2 L0 TiRE
webEzZohi,

El iz

kD dhrzh, Hel, FREEBL - - THEGLK
o ICEMEBMERBE LIS OBELRLET. £/
HLAology * Hlfg 8T - B K ERHAES, TOBHRTC
BB 27, BRERAEVZEIRKEE 2 AR
EEEEHE, hBEELE R S I HRERKREE 2 WRHES
FRERIE A I R L 5.
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Abstract

The clinical features of 65 SLE patients in Okinawa Prefecture and those of 52 SLE patients
in the Hokuriku region were compared for a study of endemic environmental factors in SLE.
Then, HLA analysis was performed concerning SLE patients and 26 nephrotic syndrome
complicated cases (NS) in Okinawa. Of the 1.18 million population of Okinawa, 263 are
registered as medically and economically supported SLE patients, making Okinawa a high SLE
occurrence area with a prevalence rate of 22.3 per 100,000. The incidence rate in Okinawa is still
increasing. The comparison between Okinawa and Hokuriku showed a marked difference in the
appearance frequency of photosensitivity. This suggested that environmental factors such as
climate and custom affect SLE occurrence and appearance frequencies. In addition, a high
familial occurrence ratio of 10.8%, or 7 out of the 65 SLE patients, was found in the Okinawan
sample. This ratio was much higher than those obtained from the Hokuriku sample and national
epidemic surveys. The result pointed to the presence of genetic factors in SLE, which were caused
most likely by the geographical and historical isolation of the Okinawan population. Concerning
the HLA antigens of SLE in Okinawa, a tendency of B35 and DR2 to increase was found, while
a tendency of DRw9 to decrease was observed. Similar tendencies were recorded for the NS
sample. Also an SLE occurrence in both of identical twin sisters was reported, and their
immuno-serological test and HLA family study were conducted. In conclusion, it was considered
difficult to equate the etiological factors of SLE with a single gene linked with HLA. Further,
it was believed that genetic factors are not the only regulator of SLE clinical symptoms, progress
and recuperation.



