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Sixty non-relating Thai patients (59 female, 1 male) with systemic lupus erythema-
tosus (SLE), according to the 1982 American Rheumatism Association criteria for the
diagnosis of SLE, were studied. Their age range was from 16 to 54 years (mean = 30
years). Nineteen patients were classified as non-renal lupus and forty-one had evidence
of renal involvement. Thirty-one of these had severe renal involvement and the remaining
ten patients had mild renal involvement. Control subjects were chosen from 118 Thai
healthy persons living in Bangkok. HLA typing was performed by a standard microlym-
phocytotoxicity test. Using 91 typing sera with at least two sera per specificity, seventeen
specificities of HLA-A and HLA-B antigen were detected. Compared with the control
group, increased frequencies of undefined HLA-A antigen (80% vs 40.7%, P < .05)
and HLA-BI2 (40% vs 7.6%, P < .01) were found in mild renal group. But in non-
renal lupus, increased frequency of HLA-A2 (78.9% vs 49.2%, P < .05) was found.
However, when the ordinary P value were corrected for the number of antigens tested
(n=17), no significant differences were found in the frequencies of the HLA-A and
HLA-B antigens observed in SLE patients and controls.
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Systemic lupus erythematosus iflulian au-
toimmune Awuldviaslufihomangs wnFsmwey
Lﬁﬂ%uﬁ'ua'fmzv\muq szuuwdau 9 Au Sannud
mIQuainm uszdnazwudarmiawaeudiogs 398
Fenusuladnmlsailiuadanong

Block uszamz("?) 1dvinsdnwlin SLE
Tufhefifushudoussnudn Suduudatiludondu
wwwugudathodiulsadifa so% indayadonsnied
geulagjandnsirzuuiugnrsy Adedninsdsm
L‘ﬁ'm‘Haaﬁu’ﬁ'uﬁmuaumwauauaomonﬁi‘lﬁuﬁu fia

ymanalvan

immune response genes %Wid Ir genes WAATIANE
wm'wﬁﬁ:uuﬁ’uﬁ,nﬁm:uuv\ﬁ'oagjuud'mumuﬁ”mao
chromosome Gjﬁ 6 ASunn Major Histocompatibi-
lity complex (MHC) %38 Human leucocyte locus A
(HLA) ﬁﬁ'\uuﬁoagﬂnﬁ%ﬂﬁuﬁuﬁmuquknﬁ Jaden
35U MHC fhinsfimwdniufiindedtunmiaalsn
SLE wuuel e.a. 1971 fuduin Salinmdnsszuy
HLA Wi SLE Auadunnusdenesssqulld

ar

e

i anziihnednm woMAIMYBBITUY HLA wndveadihy
M3 wnu nuldveslulsa SLE
1971 Grumet et al®® B8, Bwls Caucasoid
1972 Bitter et al® B7, Bw35 Black
1973 Stenszky et al'® B8, B40, A2, BS Caucasoid
1974 Nies et al® BS Caucasoid,
Mexican,Black
1976 Goldberg et al(? Al Caucasoid,
Mexican,Black
1977 Morris et al® Awl19,B5,B8 Caucasoid
Dostal et al® B8 Caucasoid
1978 Rigby et a1 Al +Bg* Caucasoid
A2+ B7* Caucasoid

* Presumptive haplotype

Wiosnnizuy HLA duszuv@ifinstienen
maﬁuqnﬁuuﬂm\'nﬁu"lﬂmm%amﬁ 2fiitu waufiau
Anvldvosluauiinrn (Caucasoid) #o HLA-Al
us: B8 Sauusudlaufinuvesluauioinies de
HLA-All un:z Bw 46 (Judu dafumsdnwlin
SLE lufihousisziford 3eldkamsamanuueudiau
vp93zuy HLA #Afienaduiusfumsiialsauanes
fiuaany 11ﬂmwﬁlm‘c’iﬁmﬁ’lmﬁmsdwf[ fwilu
ﬁaqaﬁ'l.ﬁmnmsﬁnm'lwnwmﬁﬁfmuu HLA fuanea
Ynnewlngdodn Tsafifiulsedinuldvasluauing
LLGi:Ta‘hjﬁ%ﬁnmluu‘i&mﬁau murddveelsineuna
fqmmmn‘tﬁéﬂan’l‘vxaiﬁuﬁunwﬁnuﬂmﬁ azthsznm
s0 318 widbiidaleidulandtanussaadeiive

1. @nwIzuy HLA lufias SLE 117'ng
Woaz ldnawiuendiauvesszuy HLA éladis
anusuRusiulsa SLE luaulng

& o

dl -3 ) sil
2. RIS IUIANLUNAT L AuTIsaMBeIUTEINg
] U | ] A & 1 r-
a3 9 Mianuuanainisadeadstuunmisaiesla

ghafirinnsdnwniugierainefaniuns
aainmimainewimaad lsawewsgmisensd
lusznhadousunan 2527 Saudeunquman 2528
dwm 60 3w lwwandgs 59 1w AnATIE 1 T

! r! dl P s aan o
Izwin 1654 1 awade 30 U ldunmifede
uiulsa mundninuinIRIMIvey American
Rheumatism Association (ARA) T 1982 H1le
SLE v 60 7@l sansausneanldiiu 2 ngu fe

! ndl A ! dld

nquitlifiomamala 1o 3w usengafifisimamala
41 3w (proteinuria AMAIIURE 0.5 nFN)* uannil
aquiidarnmaladsduunmunnuuus swaseinis
aanldilu 2 wan A8 wanfiflamsguusy 31 s

* 1982 Revised criteria for classification of SLE
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(proteinuria AAIIUNE 3 AfN) uszwanfidianmis
Uiy 10 318 (proteinuria Wepniiunz 3 niw)
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dmiungu control wianawauUnAflundAnwiliou-
Wigudsznaudis uwnd wewia uasyaminIdiu
Innemsaimsunnilulimeagmisansa Swuw
118 v dhuwasw 42 7w wid 76 W AwIEWIN
20-54 T ewgiady 28 1
WziRaadihouazaudn@neas 20 94, Ada
nSafaaeantiufidientsviuilu defibrinated blood
udninanuenien peripheral blood lymphocytes lag
3% standard Ficoll-Hypaque gradient centrifugation
Hroaaddulndeifugnldluien HBSS (Hank’s
Balanced Salt Solution) W& resuspend lusingn
Mc Coy’s 5a (5% FBS) usuanudiuduvay cell
WI§ 2.5x10° 1wad/88 wioauiamianay viability
Yo NTARHW 0.4% trypan blue viability vadulnds
flazinlUvin HLA typing vz@eslidinin 00Z i
sulvioyifldineamuaudion HLA-A us: HLA-B
1ae3% Two-stage microlymphocytotoxicity test (NIH-
technique) antisera #lflunsnn HLA typing %
$mamfadn o1 sera samlngiDw antisera A&
MG INERINITA S ITTITIIMILEURLIUYBITE I
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HLA l§fswue 17 oila @ HLA-A 6 ¥ila uas
HLA-B 11 ¥fla usu@auudszriiaszly antisera
lumsenasaulitesndt 2 sera
Anreiuaudiauiiorawulufiledou o
fuluauund@ Lﬁaﬁawmw’a’1uauﬁmuﬂjaos:uu HLA
sialadunilinfiszfawduiusfulsn SLE uaz
vnmthswhanuduiusiultedWwoymesianie'l
lasl¥ Modified chi-square test (Fisher’s test) 37a
#U corrected P value mutiniguauusvas Svejgaard('!)
\Watlosis human error type 132 Hwuduaudiau
laflanuduiusfulse SLE fmwmadwismdan
\Fomasnmiialsavia Relative Risk (RR) angas

e dihoiluoudion x unaeuundi iidueudiou

T
ada a

RR = -3 2 0 el a
e ithenthifluaufian x Snmvesmtndnfueudio

HWan1sIvY

\adnwusudiauvesszuy HLA lugias
SLE # 60 718 suiflsudungueutnfiwudig
waudlau 2 Tile ﬁwulu@’ﬂwﬁaﬂn’imuﬂnﬁ fa
HLA-A9 wulufjihe 2177 auUn@ 35.6% (RR =

Table 1 HLA phenotype frequencies in patients with SLE and controls.

HLA SLE PATIENTS CONTROLS x? RR
ANTIGENS n = 60 P.F (%) n 118 P.F (%) (Yates’)
Al 2 3.3 7 59 .1492
A2 31 51.7 58 49.2 .0251
A9 13 21.7 42 35.6 2.9902 0.5005
Al0 2 33 4 3.4 .1760
All 37 61.7 57 48.3 2.3385 1.7216
*1 29 48.3 48 40.7 6634
*2 2 33 3 2.5 0317
Bs 13 21.7 20 16.9 3154
B7 3 5.0 7 5.9 .0079
B8 1 1.7 2 1.7 .3625
B12 7 11.7 9 7.6 3764
B13 6 10.0 18 15.3 5448
B15 19 31.7 28 23.7 9136
B17 7 11.7 26 22.0 2.1859 0.4673
Bw22 3 5.0 11 9.3 5156
B27 6 10.0 15 12.7 .0809
B35 S 8.3 7 5.9 .0828
B40 13 21.7 31 26.3 .2395
Bw46 15 25.0 27 22.9 0164
*1 19 31.7 31 26.3 3372

*1
2
RR = Relative Risk

only one antigen present
two undefined antigens
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0.50) usz HLA-B17 wulufthy 11.7% eun@ 22%
(RR = 0.47%) uszfiuaudiau 1 silafinuludioe
Idvsendeudnd fa HLA-AI wulufie 61.7%
auln@ 48.3% (RR = 1.72) uannuuanaraiilaif
HodFuneadi@ (Table 1)

A' -] 2 | ' i (YR

Wausnd@nwdiheamanguams wudrlugiae
SLE #lifommimsladwiun 19 5w amanuusudiau

Pnda 9iynduazane

ymaamainva

HLA-A2 83 78,97 lwvmefieuundnuifies 40.2%
(X2 = 4.7007, P < 0.05) unzfigasudosvaims
felin (RR) whiu 3.8703 usedlsfimudianaseu
NIRD8H8 corrected P value (Pc) uf? laiwy
ileddgnIndd (Table 2)

Wwfihe SLE ngufidomimslainuom 41
7w ldnansd@nmadeafsiunsnsdnemdilon SLE

Table 2 HLLA Phenotype frequencies in SLE patients with non-renal involvement and renal involvement.

HLA |[SLE patients |controls (@ = 118) X2 P Pc RR
Antigen | No. P.F (%)| No. P.F (%)| (Yates’)
Non-renal |
involvement A2 15 78.9 58 49.2 4.7007 <0.05| ns 3.8793
n = 19)
Renal A9 9 22.0 42 35.6 2.0107 n.s. 0.5089
involvement All 26 63.4 57 48.3 2.2114 n.s. 1.8550
(n = 41) B17 3 7.3 26 22.0 3.4875 n.s. 0.2794

#s 60 318 Taglausnnguens fe wu HLA-All
lufiheldueeniluandnfusswy HLA-A9 uae
HLA-B17 wasniiluauind lasiawiz HLA-B17
WULRES 7.3% otasniluauindds 3 wh udanw
uanehaiiflufituswymendd (Table 2)
ousndnwuamzdiln SLE nquilains
malaatuuss dwau 31 au wulhifinnuuandr

wnmmdnwngudeddansmelafue 41 3
viafthefis 60 swlaliusnnguams wdnsdnm
fihengufifenmalardialaiguuss S 10 T
Unngimuueudiou 2 siia ldvesniluaudn@de
HLA-A ‘‘blank’’ (undefined antigen) wu’luéﬂ’m
80% swluauunfwu 40.7% (X2 = 4.3045, p <
0.05) Sarudasasmsifalin (RR) iU 5.8333

Table 3 HLA Phenotype frequencies in SLE patienis with severe renal involvement and mild renal

involvement.
HLA SLE patients |controls (n = 118) X2 P Pc RR
Antigen |No. P.F (%)| No. P.F (%)j(Yates’)
severe A9 6 19.4 42 35.6 2.2675 n.s. 0.4343
renal All 21 67.7 57 48.3 2.9798 n.s. 2.2474
involvement B17 3 9.7 26 22.0 1.6680 n.s. 0.3791
(mn = 31)
mild renal A ‘‘blank’’| 8 80.0 48 40.7 4.30451 < 0.05 n.s. 5.8333
involvement B12 4 40.0 9 7.6 7.3374] < 0.01 n.s. 8.0741
n = 10)
d
us: HLA-B12 wulufths 40% udluemundnuiiss  INS0HWA

7.6% ‘i'm“an'imuﬂnﬁﬁa 5 wh (X2 = 7.3374, p<
0.01) é”ﬂﬂu‘ilmwhﬁu 8.0171 abifmudaduin
MINf@d8n13 corrected P value (Pc) ud? wum
Vifiveddgniendd (Table 3)

wamIAnwUEUALIUTENIEUY HLA 1uv§1‘hu
SLE 11'lnets 60 31nleslinsnnguarnasingiy
lifuendiaulafinutissniaudnfetiafiissWyms
§88 wanmdnmifivoandesiuienuves Hansen('d)
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une Kissmeyer Neilsen('®) & sldd@nwluaufion
(Caucasian) use Matsumoto('®) ‘filoﬁﬂm‘luﬂutﬁﬂu

wentsdAnwae SLE 31ing nguilis
pmnmale 19 318 wuuaudlauw HLA-A2 1ddes
mnn@ (p < 0.05) swmmsAnslugieRnan
71897109 Rigby('®) wu HLA-AI usz B8 14
vssnin@ludios SLE ¥msemiandes (p < 0.01)
use Scherak('®) 'l&1sawin wu HLA-B8 ddeu
Hajssludihsuousunudms

wondAnw e SLE v lnenguifiams
melaagissuusy 31 3w dongi luflueudaule
¥297tUu HLA finudesnindnd saunsdnmly
Turfau 1 Wnansdnwuandsiusanlumudana
doiffe lunguauimummimssuves Bell unsame('?)
wuuaudau HLA-A25 dasnin@ludihesniuaum
(WU Southwestern Ontario) Stefanova uszame('8)
WU HLA-Bw51 us: HLA-A 24 léneudrsvesiu
Auherralnslaiife Goldberg) wu HLA-AI
usr B8 femudwiusiivfihesmausiiu (P < 0.001)
Rigby("®) mwyimuuanion 2 sfefiuuiulugineg
SLE tmeemands nfnwilunguaufiodn Bitterl®
719 WY HLA-B7 usz Bw35 ldvasniign@
swmnsdanmlunguaufainias Chan('® s199ud
WU HLA-B17 fdesninind (P < 0.01) ugie
1mu-Fanlus

wam3Anwihy SLE wlnanguiifiaants
malaliguuss dringhesianuueudiian A “‘blank”
(Undefined antigen of locus A) geniiluauynd
2 1 (P <0.05, RR = 5.8333) uszwu HLA-BI2
ganheudn@fis 5 i1 (P <0.01, RR = 8.0741)
MUPIMUMILIEYY  Asian and Oceania Histocom-
patibility Workshop and Conference ﬂ%d'ﬁl 1 lu
il 1979 TwawmIwmeudiian HLA-Aw 33 luaulng
fanufuiufedelndBatu HLA-B12 Taefl linkage
disequilibrium Wiy 0.0349(20) Fahazifulylé
T phenotype A “blank” #nulufile SLE wmlng
f#a Aw 33 tuiee 99 typing tray qaﬁ'l'ﬁ'lumu
33filaif) antiserum vhedsolimwTanTIILEUALIN
sanan'ld a'mmsﬁnm'lwnumﬁﬁ'uq fifTeauras
Rigby("® danuueudian HLA-A2 us: B7 évas
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lufiherneasands (P < 0.001) usz Chan('®)
1¥wemdwy HLA-B13 s lungufilerniu
fld (Pc< 0.002, RR = 3.7)

mqu’ﬁnﬁv’h‘lﬁwamsﬁnmuauﬁwmm
ssuy HLA Wéihe SLE tumfen q Seanauandn
fu wongUld 4 thenmfle

1. auuendamadend szuu HLA u
1:um"‘{ﬁfmn'wnaﬂmoﬁuqmmﬁ'tﬂuﬁnum'w’hwnzmm
wiszifomd SavialdmInszaedreaudiaululads
M3 q uandviueanluluuascTurd wu waudiau
fiwutagluewlne @8 HLA-All, A9 usz HLA BIS,
B40 usr Bw 46 smuaudiauuntiatu HLA-A3
unz B8 daunvliwuiasluanlnanduwyldvasiu
PURIIN

2. fusukey Cross-Reactive Group (CREG)
weudlusminguasszuy HLA Squaul@diande
s fiernaungusswitusudnululadaidn
Ald fesnntlassshmaniivsdundendefuin
Fovauaudimummildiiiunguidandy “Cross-Reactive
Group” @athatiuw n§u BS-CREG usznaudas
ueudlauw HLA-BS, B15, BI8 usr B35 ifludu

dofunnawanunanisdnsdias SLE 109
Nies®) fiwy HLA-BS Bitter wu HLA-B 35
usz Grumet(® wu HLA-B15 Seaananléinlad
mwuﬂndnﬁu‘lumﬁnmLi’lmmma’.luuau?uw'?;ag"lu
nRudein

3. prfnnIeda e nuenditauves
Todfis A usz B fwann 60 Tfia nvasiamiuau-
ainluudazladmazinldnntendsdeduagiuigide
§131TAM1 typing sera Mainwasinials ﬁwmqﬁ
fmueudanluniAnsasfidoudasimdwandr
fusenly vlWiAamuamaniauluninasouuas
WisuifisunnvaJudnz g daiu Svejgaard uns
) 331dsuallt Pc (corrected P value)
unui P lunsdafuimnessusandgimuiuiile
ddgmesddvioli udvsingiididouangudidlda

ﬂmw 11

ar

Pc usnunfianuamainiouluminasauniiadiads
anfieanmslfimaudeniengy control fikan
dinly Fasunquasiilinldnmdamssuy HLA 189

Pivudacvriuldnsuandroin udiezldiinaidely
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nqugihelinden Fauazidamfidniufia

4. myitadaussnrudangudan {Rdndn
Useautlgmddy 2 dseasfe anwsnduinlu
ndRededue iflessinlin SLE iulsafidwens
samwldnaegduuy uEﬂmﬁnﬁmnwﬁaﬂnﬁ;ﬁw‘ﬁuﬁu
adnzvee q Jruuwien q fiu nauenIe 9 it
ssanuldlulindu 9 \9% drug induced lupus
erythematosus %38 pseudo lupus erythematosus
Dudu Tudunssnfiazusnngudinamaiisanain
fuldathotaiam dsznmfives Aemwsusuluntsde
wisihe SLE sendunguies itesnnlifl specific

criteria §aniunidaifonuasdaudngulie dunin
Adoudszrimlsdaudindungudsslasardouun
amwdavasauiundn nsunafe 2 thzmsiise
Aldansdnyadfidsudncvimuandaiu e
dAnudnwdihelsa SLE lusun@dmiuiaw

Tagtuuwibivwasnmdnmmanusuiusuag
waUUBIITUY Major Histocompatibility Complex
MHC) lwaufifgresiunmiaalinde q i
Anwuaudlautesszuy MHC Class I (HLA-A,B,C)
Ynfuueudaulu Class II (HLA-DR) uaz Class
III {(complement component C2, C4, Bf) ﬁa&mﬂ:
1ad§ HLA Class I #ia3efiu I region 19INY
(mouse) FefiumumendiglunmmumrzIuMIAeLEY
mapdfuiu uscfidaiuddunisues Ir gene lu
auaglndiulsdniunniladadu 4

8l 1978 Rheinertsen unzamz(2) 1dds
Hofanad Ir gene udhmevaslsalungy Autoimmune
unzwudndl linkage disequilibrium fuuaudiiau
HLA-DR2 us: DR3 mnnimau?muﬁ'ﬁlmfl i
1979 nguinInnmsairod (22324 1w
Wy HLA-DR2 usz DR3 guduiulufis SLE
huwaufminile ymetmmfinuidihe SLE saulng
Azl C2 deficiency Tudane I ikinaide
vnnguiuInAnmianufuRuiszniteg HLA Class
fi 3 usclsn SLE luil 1983 Fielder unzamz(®)
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1. Block SR, Winfield JB, Lockshin MD, D’Angelo
WA, Christian CL. Studies of twins with

PTIRINIOIINATS
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C4B usz C2 gofis 837 lufthe SLE luawsm-
21odm  (control = 43%) wannnidewuid strong
linkage disequilibrium 3¢%379 HLA-DR3 uaz
null alleles 189 C4A usr C4B

srhdaindaniaulafdnmndueiuiuga
aolUifnAuuandilauvesszuy HLA Class 11 uss
1 azfienaduiuifudihe SLE 1 insniieu
wuiiimemuludahunanisls dehluowaaszuy
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Foamnzaadin
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microlymphocytotoxicity (NIH) lu%'ﬂ’aﬁiiﬂ systemic
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auduiuifudiaelsa SLE aming adaiifedéy
ISEED)

naanssnlizma

amiidouevaunm Professor Kissmeyer
Nielsen #8wwnmigui Scandiatransplant Wwingndy
Arhus Ustimaanin AWM@NSA typing antisera
ginfuaiamuaudiantesszuy HLA
unnatug dninmsaiuszinkesli@ Tissue

aaian

typing Almwmhsmiisinlasasen AfalTygnin
ansirastainememaunnd Afeuwnd inaile
MIuwnd mammﬁmﬁﬁwﬁ’mmmﬁaq ulsswening
ywnansh Aligansszieatelu normal control
§ATNEVDVBLA MATTATINMIUTMITIWITY
anzunmsmaad winan duwiingdd ldiumm
WinusraAnaalnslumainanddoaded
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