ASsgIsakLaNA TS

SEUUMAJOR HISTOCOMPAT = %’Z///Q

‘#—’,.J

(39) mmnmumiﬂumuam U5

nomenclature corqnﬁtt.e ﬁﬂﬁ/

Leukocyte locus {auda |

payne'lufl A6, 196'3 U a.6.196 eppellinillim‘mw(lll) URE AmosUay A (42)

va €. & 2a a o &
‘lﬂwaau'm.. z‘g W ﬁ wwlﬁrﬁ %lﬁuutm sruuiiae LSundnde
vm\nw Major ]Hs ocompatibil complex umaamuu 3 class D

HLA-c ﬁ m mﬂ :) a‘lﬂaaaﬁammﬁ%mq
Second ElFour( QUNF!EJHLA B)AEDUDN a fda,4 1 Sandberg(43)

s TadaE méamﬁu'izzgu International Histocompatibility
Workshop 11975 181 3unfainHLA-C aﬁu‘iaé’ausnﬁé’uwuﬁﬁq?ﬁuﬁaag‘lunm-c1ass I
UsEABNNTAURUHLA-class 11 a8 lusswineda.f. 1975-1977 1319 NNSANYHLA-D
E o 33NNIMLR (Mixed lymphocyte reaction) WINTIRINNTANYIUBLAIIMNENTBNT-

¥ ; v s -
SN eI E IR IANNIN (uRee (44) B luyaziiul Fouaud L aunas1anuasisnns
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AN VRN HA IR WIAYINONAUHLA-D  INANBBUBUALIUIIN HLA-DR(D related)
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AUNSAUNUHLA-class 111 13uauTunandA.f.1970 Tautininenadaduanuaes wrin
ad o 4 d v 3 a o O a - &
lEuBnnAAMINANURINTTII NN AUSE NBUU N SliRgaN 52 LURDNNS Loy Tuus 1 fuady
‘ & o . -4 1
NANENIONSE UUMHC NG UGBS 5 wina TaAFELA-B UAYDR HUNRNITIAUA C2,C4A,C4B

WRe Factor B(Bf)(45-47)
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o
TN 1

HouR LUy HLA-class I Wagclass IT (10 th International
Histocompatibilty Workshop 1987) (48)

HLA - class 1

HLA - class II

A B c DR DQ DP
Al B5 Bw50 ( 21) DR1 DQwl DPw1l
A2 B7 ’, /J DR2 DQw2 DPw2
A3 B8 é DR3 DQw3 DPw3
A9 B12 DR4 DQw4 DPw4
A10 B13 GwE DR5 DQw5(wl) DPw5

A1l B14 Cw DRw6 DQuw6(wl) DPw6
Aw19 B15 DR7 DQw7 (w3)
A23(9) 'B16 DRw8 DQw8 (w3)

~ A24(9) B17 DRY DQW9(w3)
A25(10) B18 DRw10
A26(10) B21 DRw11(5)

A28 Bw22 DRw12(5)
A29(w19)  B27 DRw13(w6)
A30(w19) B35 _ , DRw14(w6)
A31(w19)  B37\=—_BwoA(i4) | DRw15(2)
A32(w19)  B38 V—.' DRw16(2)
Aw33(w19)  B39(1 s) Bwb DRw17(3)
Aw34(10)  B40 € =Bw70 DRw18(3)
w38 ﬂv%&]’k"ﬁﬁi%ﬁﬂﬁl’]f‘ﬁ
AwAd3 Bw72( w7 DRw52
Aw66 (
vl TINThIM NG
Aw69(28) Bw46 Bw76(15)
Aw74(w19)  Bw47 Bw77(15)

Bw48 Bwi

Bwd9(21) Bw6




Chromosome 6 MHC

C A

EU% s v ,*;7 ' TéﬁTuTﬁnéﬁ 6 (49)

uﬂqiﬂ %aﬁwmﬁ?ﬁumﬂmmnu Fathuns

mwaﬂmmnwmuauu‘lumanwnnmanaﬂ‘lumﬂnumnau nmmannaaaanaauuma
YN | R B st i
31 haplotypeluAu miazilhaplotype 2 &8 SUMNOENDANNIANNKOURE SnA T
fngMBANINNLN n’u‘sd’mnaﬂhaplotypeﬁmu‘wmunmmmumaﬁa Tomafinios e
haplotype’v’imi’nauﬁ'u%\: 2 Ny 25%  tvilBuAURNELAB LAY 50% uAzAAe R
2 AWML 25%  tHaeanndura s uuHLAL U co-daminant ST SRS

uauA 1 auYay Tadauile 9 SansnanuauA Ll 2 sialuuda: Tag



2.2 Linkage disequilibrium (11)

Tevunfudimstinemantivrosusas Tadaae (Sudastaaiu Tomahas wy
o ar 3 . o o o o 3 L. : o 3
Buray TaaauinusIngs wluiuiivua dn Tadaninas iy HARIDY A WAYBN U Fay
. » L]
(expected frequency) ualuuvasuwuindigwN AunUsINgs WwiuiaENITNAIT L 1 Ty

o o5 5 - s .c . :
151 SEAUSINGNISAIIN linkage digequilibriua A28 LuA YA HUHLA-BS

/xpected frequency Y2V haplotype

UAzHLA-DR3IMNU 0.09uaE

HLA-B8-DR3 mmmnuo@

9-% 0. aumn‘rm'mnum haplotypeu’tu ,
R a
USEEINSUOUD (NS LK x('eequenCY) i N A1 expected
4 P f g s, -
frequencyfN LNBYU 7 (W 13 PN ITHLA-B8 ﬂlinkage disequilibrium

SUHLA-DR3 a‘ TadmNsaudne 0@ IDel ta
4 & o 8 T -
value (A) 24 L UUNIANEY liserved frequen ¢expected frequency
3‘

0,11)

e - m o
1?1'335’]\17“1811&111“ glycoprotei 2 dy (:}‘UYI 2)  &wusnde

. [ LI 2

heavy chain3i Aﬂ?} Wﬂ domain1ﬂllﬂ Lyi,tg,
Az 3 gndn ght chain )Bzmlcrog obulmu’munimanalz 000 dEu
L0131

noncovalent bond Auiuaava ity HLA antigen UAREBUA (HLA antlgenlc
determinant) aHUS 1M CLIUAE o2 domain  UBMALIUBANClass 1  WuleI lwndn
LBRaL ﬁauquﬁﬂﬂﬁ'ﬁq LPRBA UGRN BRI RILDE L Qunmuﬁuﬁgﬂﬁaﬁﬂwﬁm‘i( 12) uanaNiy
fonutduuingaidon HLA-classI HinwinATunsihimuououd i aumdas uuanuaau‘v’;azj
UMY target cellliUcytotoxic T cell(Te) ﬂ’l'lﬁ"rcmu"ﬁn?;az%’uf{uazﬁwmﬂ

Suvanuaaula




d : ( . N -
Uit 2w TASYAS : (@uclass 1T (10)
(10-12)

1 e 1nd LAY AUIUNUAY

noncovalent bors ﬁ’lﬂu‘iﬂﬂﬂdchm i ! &' 34,000 utnpanttu 2 domain
AD oL uae o< 2 QH'J’!EIVIM\WIBIB chamumuun‘imalu 29,000 llU\lEli)ﬂlU“ 2 domain

A B itaz p Vél ﬂ IB chain  #IUYANHLA-DP
by T

Az DQ ﬂawutqpuauﬂxauastﬁngaanqnocuav uauﬁlquuaanA-classII
M UG ALY LR 1R I
cell,qendothehal celllld¢ antigen presenting cell 8U7 tm‘luwuuaumwuuu
nSaiaen  HLA-class IINMINAWMNNSIN@UBLAUR LAUMTaRLUANUABN A Uhelper T

& a o va » & LY 3 w a o w € &4 4 o w &
cell (T ) B 1H0Ts cell SUFRUURANUABNLAINAE NI M WIUL-R3 THFUMMTEN-RA NGB

D 1ﬁaa%%agﬁﬁﬁunwuﬁaﬁouuanuaauéaiu



3.3 HLA-class III (C2, CAA, CAB URLBf

UOURA L AUYDY HLA-class 111‘1:3’lz'mau‘€muﬁa§uuﬁ'z1ﬁa5¢uﬁau HLA
i G . a 4 v - ¥y & w
class IUREII uﬁlUunQNUﬂQTUﬁﬁuﬂaﬁWQQﬁﬂhepatocyteuazmacrophageua1naﬂl31

o a v d a v o~ o o €,
Wlunszudlahn  HLA-class III IMUMIDEIBDNAUNISHN INIEN T UURDNNG Launu

s o

- 3 o o o4
szuy 1Sueu 1AYC2 uAvc4 (UuD ﬂty'lumsnszﬁumsm\:'luuaﬁzuunauwa-

@ AUNTSANN UYL VUADUNR mun‘lu

39 uamﬂm s dglunsaaeuay

&,
tuunlu classical pathw

alternative pathway w

ﬂﬂﬂﬂlmmune complexes

IMMUNE COMPLEXES. —dgG g i“_:‘ Vi \J \l GATED IM\HUNOGLOBULINS
- SOME VIRUSES :'rh éz:ff:- b d POLYSACCHARIDES
‘ " ﬁ;_;ll:l:_ ¥4 * SOME VIRUSES
*l ~ -
P e e

)
CLASSICAL PATHWAY ACTlVATl
Ciq, Cir, C1s, C4, C2

ALTERNATIVE PATHWAY ACTIVATION

B,D, P, C3

]"«' s C3 H,l

er e

7

C1INH
Ca-bp’
|

I
AMPLIFICATION

ﬂ‘iJEJ_’J"ﬂEJV] wmmv)”wf.‘“

CSf »—C3b

QWWMﬂTﬂJ A B

TERMINAL SEQUENCE
Cs, Cs, C7, C8, C9

: o &,
SUR 3 UAAYNISYIN YD SEUUADIWA LW Ticlassical pathwayltatalternative
U

v
[ 3 &
pathway(53) (: n’rmuuvmsmnuvawxs:uuaauwﬁlmm)
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3.3.1 fouMdLnnice

Czﬁ‘iﬂ‘ma%'w'iumf‘mlﬁuglycopro_tein wiAer (54) W
v b o o
ﬁwuﬁhiulaqa 102,000 (55) <IMNNISNIC2 typing Tavi6 isoelectric focusing
UU polyacrylamide gel(PAG) HUd¢ immunofixation mmimwn‘imaqaua‘:czzfju

3 UUU ANNATTNLANATN 9DV USE IUU T aldun c2C (C2 common) C2B(basic band)

eI dulugas Luucee duczs
uazc2a wulavpsunn (e 1fin 'nﬂ-(ﬂig.oz URe0.01 ﬂ'ma"’xé‘u)(ss,s?)
uanANIEHUAE h 'lué'ﬂs'ﬁhu 1:10,000 N 1:
40,000 ugzheterOZ?: S @7 -.' AN ’ﬁ\:é 1-2% ‘luuszInsunm (58,59)
‘ sue disease 1HIamzaseii
i5ASLE  1NNSAN ic2 defici (62D) 104 Colenat A (60) Linuan

A\

Raunfizav iy uawumANR@UNAue 5 10 mRNA waEN 153 Tushucz v idainnnecep

L7
caniasvas N mar;tmflu'mlycoprotein MinwiinTuana

200,000 USZADYS ‘ﬁ i m s (i Tutana 95,000),pchain
(5ﬂnﬁn‘imtaﬁﬂﬂ) mﬁj}ﬂ: gl mﬁﬁomﬁaﬁuﬁ'uﬁ'wdismﬁde
bondlalw rfﬁafftiﬁﬂ”afﬁ ﬂaﬁrﬁcﬂ gﬁaﬁﬂ‘laﬁaﬁ‘lﬁumuﬁaﬁa
é’qﬁun@m"xamuauﬁwuuaq'cmw'w electrophoresisUlagarose -gel URE immuno-
fixationfuNsnAs1anULauR Lau Aot Wby 7 dhaluusae Tadd(64)  Twuszdnsund

§NNSOWUCAA deficiency (C4A*Q0) TAUSEuw 10-20% uéwu‘lw:«’ﬂ'msz.mszmm

30-40% (26,65,66)
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-
3.3.3 eamduunipe
BfiiAnyes Taseaswinananducz  #a 1l glycoprotein
awulﬁuqﬁﬁwuﬁhTulaqa 90,000(67) IMASMItyping #wifelectrophoresis 1
agarose gel UAY immunofixation dwnsousnaant iy 4 HUY  ANATNUANATIN YDY
UszuuTnanaéiun BF URsBS B foin fwu\ﬁﬂav n 2 wuudo BFiuazBSz Beiiu
wuuikUTaEINN UL BR ,k)mmﬂfummu (68-71) :
—
‘ ——
——
SYSTEMIC LUPUS ER
Systemic ¥ 1 :wqég f’-l' i isaRtinsan Lauas Lo 3oy
lﬁﬂtﬁﬂuazaiuqzﬁﬂqn'uf N udiFoinnalanisdniauien
YN AUNTUUTUS MY SE U UAUBALAB 110 t HoA 104 (autoanti-
body) UALHU immune comgéi;-’f' Janauaz 9187 fe Y %vlﬁuuaiﬁlﬁawsﬁﬁ
. , _Ze k)N T N
Smway L | Bauat it 1)T5at ifinune diseasetiavin Tgiif
» AN9EWIN1:400 M1 ' e s v TuAURNANILRE AURY t WADY

J

Thiasnin luauin ™= 2-5)

o

AUEANENINYINT

1., #@niuaaaNnNISine

¢ o/

QRINNIUNRNRNYNY

Ui WU ISASLENIUIUNTT 150 Uuainanu u&ﬂﬁl“@ﬂﬂﬂ‘ﬁﬁﬁgﬁ1ﬂlﬁuﬁ
" ' & o o d.- gn 36 o o PN
uuga BU?Q17ﬂﬁ1uuﬂﬂﬂ§ﬂuﬂUﬂ31117ﬂNlﬂﬂqqﬂﬂ71UNﬂUﬂﬁUﬂﬂ?8UUQN&HU“1N uKe

. ﬁﬁqzﬁﬂqﬂu1ﬁﬂdﬁbuﬁbszuuﬁﬂqnssuﬁau
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1.1 aﬁhsﬁuﬁﬁqiﬁvad1uﬁﬂﬂﬁﬁuais=uugﬁﬁwun1u (72,74)

1.1.1) WU autoantibodies MMM EuMAWELA  uANAYIALA
! & Ve ¥ a ¥ o of
antinuclear antihodiesﬁqwuimﬁuQU1USLEtnaupns1u Uxe SN 1RUNUBUAUD AL
' o a €. E
MAdcytoplasmic antigens UREUDUAUDAUADcellular antigens

1.1.2) omplexeslunseua ladnvez nTsan5u via

Qe B, x 'I .l o w
wunAsel M Y0Y i nmunog Lobu intag conpléndnetutia 1#oan 9 FuininaIwEHguay

immune complexTMﬂﬂi

a2 ¥ o ; o
CARPLTN U UURE NNTH WUNS LURUYDY
Snnutaz TR weey iERudvdn” (ithel perliaz Sappressor T-cell)(75) Uazwy
auunks e Tun SN socytellpenIsn mune complexes (1,51)

.2 WAl WA e B YBN S s VUL NS )

" (6,7) vaadiNEnluasauATn

(AU (8,9)

'IJ; ry
W3OHLA-DR3 ﬁsgu)ﬁpj;ﬁ ﬂﬁfwmﬁﬁsm X
0 Wfl aq\ﬂ'm g[’ Wﬂﬁﬂlmw At

ﬂﬂﬂ§1u51ﬂ011NU1HlWﬁ“@ﬂUﬁuﬂUﬂO uestrogenaﬂnqﬁunauaus.auaas1uuandrogen

' § o o
WU?WNﬂﬁﬁNﬂUWﬂﬁﬂUﬁzElMHCTﬂHlﬂWﬁZﬂUHLA—DRZﬂﬂz/

dniund (ie LuSuuL fmuduusssnsuinund (78-81) 34180104 Tuuweninae i
taduds tasulunnsio Tseany uanqqnﬁﬁhﬁuéhswuﬁuaav1ﬁtﬁui1anﬁdsu1nﬁhuﬁadq
(utadud Lasulunnsna Tee e 1y nnsﬁhﬁhﬁb%hﬁqans11110lanu%auavuﬂnﬁ11ﬁlﬁa
Auenuiawiiauas Tuw (1,3) ﬂﬂﬁﬁﬂl%ﬂ(infection) A5 1ATURNS Y (toxin)WinEn

= a % o s o o € o owa % a ofd
UNTUA(1,82) DIRUKR Tunse Gluﬂ'ﬁﬂ’N j“ﬂﬂqu-auiﬂ'ﬁﬂﬂ M RUNTSIT N LdUAUDAYN
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awunsnﬁﬁuﬁﬁ§uﬁﬁhtﬁatﬁauawéﬁanH (cfaggjreaction) maenn Tngunsh
tﬁuﬁnﬁhﬁhuﬁvﬁﬂwaéaﬂ1wuuUsU$1unavssuuqﬁﬁﬁun1u%qa1azﬁua1twquavnﬁsﬁa1ﬁa1ﬁ
tfunu (83)

néﬁqiaua?uﬁaﬁuumzﬁﬁa1ﬁn71uaﬁLuqﬁuﬁa§wuavnﬂs1ﬁn1SQSLE UARINUIN
§1udwenuaﬂqTﬁtﬁuiwaqnuﬁﬂunﬁuavszuuQﬁﬁHunwuua=n1qznwviﬁqnssuﬂquxﬁuﬂhih

o @

o o [ ar o D v a 0 & o u o
qagn LYY NUNITL nalsa 2] UINAILRE Ny lnﬂﬂauﬂu"’] I tUUUIIEN

: vnu1UﬁuuUQﬂuﬁavswu
;
..f -

2. MSLNAN NOANIAE AN ,.zmuu_.ui Pathogenesis & Clinical

évtﬂ%uﬁunﬁiﬁaiﬁﬂ%vﬁ11ﬁ|°

- |

W
W

manifes Jl/ 3 \ \
o fda

‘n; Q [ o e : 3
NS LNANY  unayIAnuaNGY ‘avuaunuananuﬁalﬁaausalualaa

& a A - r'ﬂ‘ . 3 o )
WD L TUNRUNAINNSEN A1 88 3 1C) ﬁ1u1uan§auazaﬁsqzﬂ1vq oy

-, - s ¢ o o <
31\1n’mum‘mns..mun’ﬁnw"luzl ) 1k * Un ' IWINI5UAN chemotactic factor
f - ? -' : o
tnﬂnﬁﬁsquﬁamavppgxocyte uaqlauﬁﬂ @ﬁ? 8NN Nphagocyteaz M

r;l:'m “E]ﬁﬁy] Wﬂ] nﬂ ﬁ'mmsan tauIaN e 18
NS UMWY

wsauATEn 0 iEENToNTY 1au1wuuwnau1aaﬁqqnu aqu1wuvawnnstaaq
1
“"ﬂ@mﬁ@ ?wﬂ"ﬂwﬁﬂﬂ”rﬂ‘ﬂ“m‘“mm"m““”
Tuniin aunqaannnsuin IMENAR. WISV L TUNSE IUTDUN S WRANIMEBINTAIN
. 5 g . o
1ﬁaéﬂqauannwsuwnnunawaazuaﬁnwﬁnwv1nﬁku1auszu1msoz 1ugU1HSLEuazunU1wnn
2 e . - . PS ‘o
pnsmely 2 U uen3anunesnueImsn N SsuutsEam vaa i ansalienaiauns
o oY w d. o Uz . <
vavszuulafiauay pilduiy  (HavanaInsuAae ey TsasLE IRa Aoy uivann ans
v [
. . & ar [
QuQU1ﬂuﬂazswanﬂwvnu Usznauiuansuaaesae Isatsansans el isadun oy Lamse

< .
. 2 o o O oo &
Tsalundiconnective tissue AIWiY AMUUNTSRAYNABNDDAIN Revised ARA
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‘ ar : . “ -
criteria for classification of SLE(1982)(84) %@ Insnus ngsufieg
[ o wa 2 o o cn o & - s »
NISATIINNUBNUGUANTT WML 1ATUNTISTIURAE LIMTSASLERS e llcri ter iantiN tian

4 99970 11 ¥B (SN 2)

NN 2 1982 revised criteria for classification of systemic lupus

erythematosus

ﬁa, flat or raised, over the
NQS?\\ ences, tending to spare the
¢ 'A o] s

N

aised patches with adherent

1. Malar rash

2. Discoid rash 7
caling and follicular plugging:

arring may occur in older

3. Photosensitivity su'lt of unusual reaction

to sunllght, b patient history of physi-

AU 9 ‘l’l EJ SWEINT
4, Orﬂ wef-'t a q ﬂ i m ﬁﬂﬁ]n‘?ﬂﬂd}ﬂ ﬁeratlon,usually

painless, observed by a physician

5. Arthritis Nonerosive arthritis involving 2 or more
peripheral joints, characterized by ten-

derness, swelling, or effusion
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6. Serositis  a) Pleuritis-convincing history of pleuritic
or rub heard by a physician or evidence
of pleural effusion

OR

sricarditis-documented by ECG or rub or

of pericardial effusion

7. Renal disorde7 |Pei ‘-'\“ roteinuria greater than 0.5
»jggsﬁsgbhhhiayv or greater than 3+ if
AN

on_ not performed
A\

s-may be red cell,hemoglobin

tubular, or mixed

8. Neurologic dis e e absence of offending drugs

i

ctrolyte imbalance

ﬂugﬁ 'ﬂ g)wﬁﬂq ﬂhﬁ LI offending

drugs or know metabolic derangements.e.g,
¢ o 7.
Q wf] a ﬂ ﬂ im u\iﬂq ﬂﬂtﬁ)ﬁ&l or electrolyte
q imbalance

9. Hematologic disorder a) Hemolytic anemia-with reticulocytosis
OR
b) Leukopenia-less than 4,000/mm3 on 2 or
more occasions s

OR

- 017874
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c) Lymphopenia-less than 1,500/mm3 on 2 or
more occasions
d) Thrombocytopinia-less than 100,000/mm3 in

the absence of offending drugs

N

B A Ntibody to native DNA in
:‘ -~ ,

=

Ny

bositive serologic test for syphilis

oS ive for at least 6 months

b “ Treponema pallidum immobi-

T
ization of fli orescent treponemal antibody

AUt INeIdems
11. Anﬂ:ﬁﬁra’xﬁ1ﬂﬂj m g mﬂbfl?wgqfa‘iﬂrmclear antibody

immunofluorescence or an equivalent
assay at any point in time and in the
absence of drugs known to be associated

with "druginduced lupus" syndrome
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o a & 1 & v o g . °
wuuﬂuﬂUGﬂHﬂﬂlualﬁaﬂulﬂﬂ(autoantibody)1u$zﬂuﬁ§ﬂ1uu1lwaaﬂéhﬁﬂSLE '

a . d i a4 & s ”
(Fain1c nuluiile (8 L UUKANNAD StWI N autoantibody NUautoantigen
R P b1 Y / o a4 o Q@ 1 o o 6.
autoantibody! NatulAas 1l UMD LB MSIT N LB UAUBAYAD
¥ 3 . =
|t LBauLBNiinYy 2 w@

1.1 NG
w o o a &
3EﬂUﬂaﬁM7ﬂNﬂUﬂﬂlUul

ﬂﬁiﬂ??ﬂICﬂDﬂ?ﬁﬂnﬁ“u

) nﬁsﬁauauavnwvgﬁﬁuﬁu MuINS

o & ™
S upufUaAINNHana 1 AUDRY L UAONT 43 "forbidden clone"*

e i
aﬁnauumiguwﬁ1aquw1\mnﬁsﬂnvw1qsuﬂnaanxuu 2 W nmzu“ Juh

iU BT ) s

autoantlbody 11uNWlﬁaquaqu§1uﬂaﬂﬂﬂ“ﬂﬁﬂﬁﬂqul500ﬂﬂﬂ$3UUWHﬁﬂ??NWﬂ?UﬂH

mo e R FHA 713 U URNINYIAY

«r

a o w fou s o a & X d. 8w 3 o
X ﬂﬂﬂﬁ?gﬂﬂ“ﬁﬂﬁﬂﬂﬂﬁuzﬁﬂuﬂuﬁlqquUNluﬂlﬂaﬂaﬂﬂulﬂiquﬂmzﬂﬂﬂlUNlﬁaaﬁTOau
Y, e VA oYy w o ot a )
uazgnnﬂ1ﬂ1u1wun1$ﬁavauauwwoguqunuﬁun11=Unﬂ WA MSEP AL self
I & o w & -1 v o w 1
tolerance1ﬂﬂﬁﬂﬂﬂlﬂﬂqﬂﬂﬂﬁu ﬂ?SQRUHQRNTWﬁHWlﬂﬂjuﬂqzasqﬂQUﬂquﬂﬁuﬂﬂ

x 4 o : 1 . o
lualﬁaﬂulaﬂlnﬂnﬁﬁzﬁl%Hﬂ?ﬁautoimmunity(nﬂunclonal selection¥dV¥Burnet)
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