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summary

Systemic sclerosis (SSc) is a connective tissue disorder characterized by microvascular damage and excessive fibro-
sis of the skin and internal organs with autoimmune background. One representative feature of the immunological ab-
normalities in SSc patients is the presence of antinuclear antibodies (ANA). More than 90% of patients with SSc are
positive for ANA. Although a role of ANA in the pathogenesis in SSc remains unclear, the particular ANA are often
indicative of clinical feature, disease course, and overall severity. Therefore, subgrouping patients based on the type of
autoantibodies present can be useful in diagnosis and management. Anticentromere antibody (ACA), anti-DNA
topoisomerase I antibody (Ab), and anti-RNA polymerase Ab are the representative autoAbs found in patients with
SSc. Other serum ANA found in SSc include anti-Th/To Ab, anti-U3RNP Ab, anit-human upstream-binding protein
(hUBF) Ab, anti-centriole Ab, anti-UIRNP Ab, anti-Ku Ab, and anti-PM-Scl Ab. It is documented that the preva-
lence of SSc-related Abs and clinical characteristics of patients with SSc are influenced by ethnicity. Identifying several
SSc-related Abs requires a complicated technique that include immunoprecipitation assay. Establishment of a system
routinely available to screen ANA specificities such as enzyme-linked immunosorbent assay is needed.
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G E Ve AE  (Systemic sclerosis : SS¢) 13 2 %13 U O WA IC ML EZE L 5. ZORRIIAHTH S
D, PIHERERICHEHE I NS Z &0 HOREEBICME ST SN b, SSc DIRARIC 513 AP HIRO&EN
RIS TE WA, BRI SSc Ry d %\ 3 SSc BI# H AT gk 2 b IR > W Tn b7
®, SSc DZFICB VW THCHARERET 5 2 &1L, WROWEE L FREHE, FEREOHERIICEZETHAS. SSc TH
bNsHCHERE L TREWNZZ DIV Fa AT HE, HLERA Y A5V LHiE, FLRNARY A5 —FHi
(ETH5HH, ¥ Th/To Hifk, i U3RNP #ifk, Hihuman upstream-binding factor (hUBF) Hiff, it b U A —
JUPLIR, Pt UIRNP Hifk, HiKu Pifk, $t PM-Scl Hifkie & & BEIRW702 RN A RIR B 2B L T\ 5720
HELGPUATHSH. SSc TALNSHHOIEOBREIZIZAFELD D, THITHECHMEKRIFEO HLA SHEEL T
WL ER—HEEZOLNT WA, SSciliid 5 HOCHMADRTEIEFHOEM & RN FEE LT EST 200854 <,
ELISA EDXFIHCTE A HEHERIIR OGN T\ 5. BfFEICHIE TESHEEOHEIBENS.

F L &I

4 B Mo 2 fE  (Systemic sclerosis ; SSc) 13 I &
RETE & BN 35 K O PIRBEE DR O RRAE L 2 el & 4 %
BB ThH%. SSclid B fFMAL AN B %\ gl & 0w
{71 & ¥ & 4 limited cutaneous SSc (1¢SS¢) &, it
B AHWIE X0 AN & .5 diffuse cutaneous SSc

SRR AR ZE AR TR IR 2 % B o

(deSSc) 1T kFIxh AV, SSc Thd 90% L) b THik%
Prikpf S, B OE BRI E U FAE
THIEPLHODREERICMEST N LY. &
N5 D SSc FE A H CHLA T H A IC BT ()
RACHEBOPUADP BT 5 2 L3O TH), —&
HELT % ERGEPIIFEICEE & D, o ik
LT A sl 3n5bY. SSc DIRREICES
AP ROBEENT OV TR ARHTEH 525,
TN ND B CHURIT R B e BE AR & AHB 4 %
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728, SSc DM, HEICI\WTHOH KL RET A

HCEEERETHHY. AT, SSc THRIiSM
% HOCHEICOWT, BIESCHE, BRI
ICOWTRET 5. E7-, SSc THRIEI XN S HOH
ROBECHRKIERICIIAREEDR B S Z L AL
Tk, TOXIZOWTHERTS.

L AR OKRH A A

PSR OB ITEICE, v b EIRSEE R RO
HEp-2 g & i\ 7o 8GR T2 (indirect im-
munofluorescence staining : IIF) & ELISA % 2
DB 5. WEDECOFMIIMEITESL 2, ik
WHEROAZ V== 7HREIIF TITOXNETH
%5 PUEBUAR D G2 - 7285 1@ B0 | EPtik
RET HHEE LT, ZEREIREY (double
immunodiffusion, Fl% A7 %0 =—), R
%, ELISAE I 83 A0, f{ETHHI EnD
ELISA EBIRS HWH N TWA. L L, ELISA
ERBIGELD A C L, WETE5HCHAESRG
NTWBLZ LR EDORANRD L. —T7, IR
HIZEE2TOHCHALZRETE 5300, FHEHM
JEHMECTdd % 720 fT T E HDN—TRORRICIR 51
TWw5b. FEORKEE T, IIF TOHAbES X
OHeR L, @O HHAD ELISA K TORS R
wHHOE GREINCHK 5 LAFEETH 5.

II. ;MO LeR

IIF TORAA L HOPAEBERICEEL T 5
728, R EIS C LT HCHEROHERICEH T
HAhH. Tobz2E, BRI (discrete-speckled Y,
DCHBLWiFy/ AT LELHEEINS)
ity b A7 ik —xd—x i 5 (K 1A).
—#BD SSc Tld %/ MAR! (nucleolar ) AR L,
C O — %Rt HOAPAAIZIE S Th/ To Hiik
(X 1B), T U3RNP #ifk (X 1C), PH{ human up-
stream-binding protein (hUBF) #if&, #i PM-Scl #i
h738 %9. B RNARY A5 — ik (Ji RNAP
Puk) BB MERL ARG BB, L DEE
PR (speckled &) % Rd.

1. AEE([C2WT

SScIZ 31T % H OHLADMEE & BRARAERIC T AR
ERNBLHT ENMOENTWA. FlzE, HRATIE
SSc DFJ 4% HPLF KAV A5 =¥ 1Lk (T
Topo I §iifk) THI30% APty P AT HAHATH

R ThiTof ik

R AOATHE

C  susenetitk P sie rut—ut

X 1 HEp-2 fiiflas H\v/csoebikiaEgs. it ra A7
itk (A), ¥T Th/To Hifk (B), #T U3RNP fifk (C),
v U —iLditfk (D). (f53% x400). v b
0 A7 YRS IR, 324 O M B i 7 FERCIR
w85, i Th/To Pifk, Bt U3RNP Hifkid &
BT IMERYE I N A D, PTTh/To HFikid 524
JARFURREINIZNDICK L, Pt USRNP Hifk
TEHAP 7 o<xF VLRI L. it Fr AT
PURZ 5 2 DFER A DO RRIZ B 5 FpOMER 2 DO F
v FRICEREBE SN S, BOMETLMREICH 5F
CMEBI~2 O F v FRICEBEINS.

A

w

anti-Th/To
| anti-U3 RNP
anti-U1 RNP
| anti-Ku

NHS

|1 anti-topo |
[} anti-RNAP 11Il and Il

' anti-RNAP /1l
| 1 anti-hUBF
11 Molecular marker
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X2 SIS X5 HOPRORH. A, K562 mhi il
V7o RNA RERBEE. V—yv 1 @ A
(NHS), L —> 2 ; #i Th/To ¥ifk, L—> 3; #i
U3RNP #iifk, L —>/ 4 ; §i UIRNP pifk. B, 3S-4
F A = THEERR L 7c K562 Mg & 7o EH Ok
Bz @ A (NHS) (L—v 1), fibRA Vv A5 —
Y1tk (L—V2), JLRNA B A5 —+ /I #i
tk (L—>23), FLRNA R Y A5 —¥ I/UI/II Hifk
(L—>4), B Th/To Hitk (L—>/5), i USRNP
itk (L—>/6), BLUIRNP Fifk (L—y/7), BiKu
Pk (L—>8), HLhUBF#ifk (L—> 9) BT
HEAR RN D H\ TP TH - 7-#iP TR .
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F 1 LHMUHRBIEIC ST 5 BEHEORIGHUR L Btk

SIRE7NEN popIvETNEY i@ RARENSIET 2o B 7
Yty o AT HE v+ r A 7EEER (CENP-A, B, and C) Discrete-speckled IIF, ELISA, WB
PLERA Y A5 —E THUUE DNA FRA YV AS5—H1 Ho and N DID, ELISA, WB, IP
Pt RNA R A5 —Hifk RNA JRY A5 —¥ I, II, 111 HERCAR Sp and/or N ELISA, IP
$T Th/To Fifk RNase P and RNase MRP O EHTH 5 N P

H1/8-2 & Th/7-2 RNA
B U3RNP fifk 7471051V XU URNA F45EH N IP
$T UIRNP #ifk UIRNA &7 : RNP-68 kDa, RNP-A (34kDa), Sp DID, ELISA, WB, IP
RNP-C (23 kDa)

HT hUBF (NOR90) ¥ifk Human upstream binding factor N IP
$t PM-Scl Hifk 11~16 {875 B 7% S MEE A E A E (20~110 kDa) N DID, IP
¥t Ku Fifk DNA &4 80 kDa/70 kDa — & (A% 5 Sp DID, IP
IRV NI syl VZ 7% N 48 kDa heat shock protein AN V| IIF

IIF : Indirect immunofluorescence staining pattern on HEp-2 cells ; ELISA : Enzyme-linked imunosorbent assay ; WB : Western blotting ; Ho : homogenous ;
N : Nucleolar ; DID : Double immunodiffusion ; IP : Immunoprecipitation ; Sp : speckled.

2 EEMREIEICKT 5 HOH A & R R

H btk el F 75 B+ LU IBBR AL
Wty o ATk Limited TR - BH, KEAKE, St raEsR, MhEh RN & i EE
PFRA Y AS =X 1HiE Diffuse TRREYS - SH, NfRMEE, ORZ, Br U —t
PLRNA R A 5 —v itk Diffuse B —
$t Th/To Hifk Limited FRRMERE, i h R 4 ity v i FEE
Pt U3RNP Hifk Diffuse FARHERE, AREDIRVERG = MAELE, (IRZ, TIRZ, TEELERZE
¥t UIRNP Hifk Limited BRI v LS, BEATL, BHAEMRERE
$1 hUBF (NOR90) #ifk Limited BRI ?
i PM-Scl Hifk Limited SSc-myositis B HEER
¥ Ku itk Limited SSc-myositis B IE B
v b U A —viiik Limited FRAUEIE 7 Itimh Rt ifi s M HEAE 2

BB, A—ATFF U7 TRITIE 100% Dt e
AT HAETH%. #i PM-Scl ikl A AL 5\
X7 7 U NRKEAD AR IS NS B, HAA
TRBROTHTH AT, —J, RUHiEEHLT
W FERIEIRCEAEE P e 5 L 8B 4. fifidh
WRVERB S MEAE 3 HT v 1 A T H &S O BB A
o HWNET7 7 ) ARKEATLELEALGN T
RRERTFO—D2THLHN, HRABRE TOHE LS
<7;E\/\4’7~8>.

IV. SSc#FE2r0H 5 (& SSe BEH 2 HLiK

1. fit> bOXAT7HIE&E

Pt e A7 HiEL 1980 41 Moroi 5 & - T
TSN/, IF TEETGRD Z & < SBEac 2
T (K 1A) . R PtEIE v e A7 B PR
T# 5 CENP-A, CENP-B, CENP-C C, D5t
80kDa & CENP-B A X HE/x H R CTh 5 (F
). #%, ELISAEIC L - THlIEE A%, IIF C

R 7 et A R4 7280 TIF O AT & [A]E JBE T
5. P & GBEIEENETHEBIL 7.

SSc IC BT A itV o A T HilkOBMRIT &4k
LTI 20~30% CTh A5, RiboT &< AfEZE
N5, ABAFEICHT AEMERITI30% TH S
25, 77 U A FRKEANTEBEGERIE N0 Hi
T b E AT PRI ER A BRI LS OB E T
VIS5 2 LIdFCH 52, FERMEIRH A T
BEIC 7 5 Db A2, Fiz, v o AT Hk
[ SLE THHSNAHZ EhdbA. LA/ —ERE
BT HEEPIL Y PO AT KRG - 785,
JF K H91C limited B 0> SSc & FEHE 9 5 AT REME 2 i
W9 HLA » ©OBJ# ¢, DRI, DR4, DRS, DRI,
DQ7 & OB E ST 51419,

iy F e A7 btk & MBS 5 EERER & LT,
RO B gL, BEEE, AKINED BT b
510 (F£2). RIEIEEREEOBREICIIAREND
D, FEARKEMMERHE & 5 \ ISR REE 1T A AR D
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BT T U ARKEANTIE 4295 ~61%512 4 Hh
LA HARATIE 11%~17% Lt sn T
VoS BIE S H MR L L C, it Rl
R, BiEMEEAHM SN TS5, FEEMROE
PRI TH 539, Hit v b o AT HAREGME SSc
FEOTRIE—WANCMHOR L KL TREFTDH
518,19)‘

2. MLIbRAYAZ—E1HE (31 Topo I HifF)

HT Topo I Hifkix 70-100 kDa ¢ 7 1< F /(45
GFICR T A UK & LT 1979 SR W) O T
NS0, 1986 FFAT 7k > T DORHEPUR S F AR A
VAS—EIThhEREINR (K2, £1).
$1 Topo I PiiAld SSc £ARTH S L#) 40% THH
NBHM, ZOREITARFENSKE N2, fi Topo I
¥t & 13 HLA-DRBI, DQBI1, DPB1 & # B ¢
AHIIS23) = )35, DRBIFI (34 TO ARETH
BIL T3 v, HLA-DRBI*1101 (3 A AfE L 7 7
1 715%KkE A, HLA-DRB1*1104 |Z H A A, HLA-
DRBI*1502 (3 AfE & b A= 7 R A L H
BAL T\W%. $i Topo I Prik 2 EtH A= o B IR
W, VA /RIS LIdHmTh 52, i
U FAATHRKREEFT A LB THLPB, F
0.5% TABNAH™. HT Topo I Hi{kix deSSc DY
40% THRH SN AHH, 1eSSc Th 10% ICHH < h
%225 . i Topo I FLIKDFY 1/3 73 1¢SSe 72 - 7= &
T 5D b 5H% . Bl Topo I fifk & HHEE T 5 M
RAEL L TS EE L S OIXEEMG R TH 52,
By —YDOU A7 LEN0 (£2). EEEE &
DOBIHIE—E D B2 15 T 72728,

Hi Topo I Hifkix ELISA #£IC & » THIE SN 5
C EDB. PUAN & EREE, JREITHEBIL 2w &
INTW5b7p, ELISA TOPUKM & FEHLORE
FEAHBIL 72 & 3 5, B Topo I fifkH #eaH
WCHELERDPER L IEM 2 ORE DD
%230 i Topo I FUikIERIBEMMIR = E&RKIC &
L, BRI T 2 /R G RRES IR\,
Pt Topo I FIAIZ FHEARHRF EE 2 5N TV 5.

Pt Topo I LIk EEIRREIZICEI G- L T\ 5 &
T AHMENDH 5. Henault Hi3, 73R +F—3 A
- 72N AIRE 2 B JBCH S 7z Topo 1 723 KRR
B35 &, SSc BEFZDYL Topo I HLik P HRHE
FHIFICRBL T\ b Topo LIk &L, BES T
OFRE LRSI T3 707 57—V &G LERHE
{ba#FE T 5 EMEL T\ 5%,

3. iRNA KR AT —FHHE (31 RNAP Hiff)

Pt RNAP Jifkid, U & 2B 5 W IEHEED RNAP
Y7y b (1, I, D iI6d5HCHETH
%3339 L RNAP PLi& (35 RNAPI & RNAIII
DWHITK T HPiA 7 FKFFICH L (Pt RNAPI/III
Piek), TR F— 1 1F SSc 1T R Tdh 533
(K2, £1). Pt RNAP HLikGHEEOHICIHE,
RNAPI/II 2§ 5 H PRI I 2, RNAPII IZ
X HYEEIGFTHT LB S (HT RNAPI/IILY/
II #ifk). RNAPI O ZIZ% 4 5Hifk (Hi RNAPII
puik) 13T, HOF TB/MARIZ 7R3 . Pt RNAPIL
PURIL SSc IC B AU CTid 7z <, SLE X EESEER
THH 4 5%, HLA COHBIZ> W T—H% LA
1% 72\ 330 DI HT RNAP HEOB T 13505
TRBETE DLW EETZ > 7278, BIAEIX RNAPII % i) &
L 72 ELISA LD BIFE ST 537,

Bt RNAP (k13 SSc DFY 20% It H S h 538,
Pt RNAP Hifki3 AR G AL, S8 EER 7
J—¥ Bl TWwWA233 (R2). —7F, [HEHE
fifi % DEPHEA 7. ACE PHEIE AR I N 5 L
B2 BT RNAP HLikRG 3% O T #13 SSc OH T
LEP oD, BHERRD FRA L VR E > Tn
%. Chik, B2 U —+¥d: ACE [HEHR CTHETHE
THHOITH L, REWMRIIER R R,
Pt RNAP Hi (VB Ml 8 O BE 2ME N 6 TH
L. LpLEDG, B7 U —VGBEPENS LXK
B BNTE AR D, HHEIC K > TUIRDOIREE A
EBTEDRBHTEIEDLDITRL, KARELTE
B AEOHECH S, 8 HOIMERE % BEICHUE S
5 BEREPmD TEETHA.

4. 3 Th/To Hifk (F1 7-2 RNA k)

$L Th/To Hufkid, WRIPIOLE N SSc & %\ M id
VA —JRICABLNAHCHAKE L TG S
73, REMFREE COEE IN5G C LG SN
T\ 54, fi Th/To Hifkid IIF TRUMAR 7R 5
(K 1B). SHEIE RNA T Oy v 7 BETH
% RNase P & PNase MRP O#é >+ T 5 Hl/
82 & Th/7-2 RNA TH 544 (K2, £1). [
T 5 ELISAED A\ 3R 70y PR S
NTELT, WHICITRERFRESLETHSH. i
Th/To HifkiZ HLA DRB1*11 S B L T 543,

Fit Th/To Hifkid SSc D 2~5% ICHmE S, B
B pe g iql, RBEMEMIZE, FiByIRM: & U EEAE &
HEI T 53%4 (F2). G0FT HEVEMNML, I
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IRMERf I AR X EAE Ch 5 Z & 8347 < /e <, T
Th/To HitAZ FTHRARHA T LN TW5. DRUx
DOEE 7Y -V OHEF LD LS. LrLl, HE
ANDOHL Th/To BT, WMRMEAEROMEILS
HEMMRZEHTHT EL BN, FTOEEE
TERCK DFEGINC e NEBHE Th A48 (F£2).

5. 3L U3RNP #ii&k

HU U3RNP #ifk(L SSc i H MiEHICHELET 5 H
CHifA L LTI EICHD THE I NS, T
U3RNP §ifid IIF THMERIZ /R L (K 1C), %
ORIEPURIT 7 + 7V 51U v d A\ Iid USRNA #
GEATHAZ EPHLPICIN TS (X2,
1. wEICITRERREEYH T 5. Pl USRNP
itk L BAE 4 %5 HLA & L C, DQB1*0604 23315
SNTWBHH, BET HimE DB 5.

HT USRNP Hi{k(Z SSc ® 4~10% THRH = Nn 5
B, T7UAFRKEATIZI0% & L0 EHETH
ZL47.8.4647)  HT USRNP &1L SSc 12 B Bk 235
7, SLE TA LN/ &L OHRPE N 554 . FEIKIEIR
I AEERADNS. AHEAREE T 7V 5 KE
ANTRU E AR REBAL & RIEIEBREE (FF5kaEM
PR b L OV ES) oz, BEMERGR, Hfi#)
DREE B MLERE, B 27 ) —H OWFNOHE & 5
<, Pt URNP fiAGHHMIETFERARTHS. —
77, BARNTIERCK O IZ AR A 1T £ Ui
FEIETIE e\ k5 Th A4784) (£ 2). Nishi-
magi 513, FEIE 2 FLUICEEZOHELERZE (B
RESEIR TUEIE D 5 W 3 AMEERA%E) Z4EU/CHARA
B 14 B, 5 B350 USRNP k72 5 72 & i
LT, Pt URNP HiiAEH T FHOREEHE
REICEREDPNETHHY.

6. % hUBF Hi{& (31 NOR9O Hi{E)

nucleolus-organizing region (NOR) 90 IZ%}4 4 H
ORI 1987 SFICH O TG S /. 2O,
P NORO FULIAD XS IEPUE A5 human upstream-bind-
ing factor (WUBF) TH 4 LhHLMICSN, B
fE T3 5T hUBF #ifk L TN 5% (K2, £1).
$U hUBF HLRL SSc IR R TR R, VA /—
B <, SLE, ¥ r—7 UV UIERRETH
I 5. EBWHEES TO®HELH L. hi
hUBF #ifk & HLA-DR1 OBJ# 215 S h Tw
%3 AEFIENT A 7025, BT hUBF HUkOERIKEY
et s UG RBA OB ERA L, EE T EGH

BhREHEL, FTREIRHFTHAZ LRMESIN TV
55 (F2).

7. HU11/UL2 Hitk

Fertig &% 33 #lO$HT U11/U12RNP Hi1k % @15
LTCWa%., &l 4 /—fEREHL, 82% TiHk
BIRE A AFE > Todo. TlEHRIE T & MEEAE 1 4 54
e 72 b DD, 19% TRIEME R #7872,

8. it bUA— LK

A (B B U A=) FHIfES 2 OBIZ A S
ANy i TNy AN VA - R e 1 o A=
ThbH. HFORTMEICHFES 5720, BECIE
PUEHUA Tl 72 < PR E A TH 5. HO Ik
+5HCHHE ity b F—vdik) 13, 1980
42 Brenner 52 Ko THIOHTHME IN®. 2D
%, Pt P U A —IVHRIE SSe b H W ITEDF
HIRZE TR RIS S A & & A S n/zp,
ZOEEKRGIE T ICH I N Tz, Flibhd
NPV B U — VPR D 5 FliC O Tt
L, &fl5 SSc TED S H 4 FIHREHE D B f
bR L 722 &, &fITHIREORREE AL T
W7o &, 5 B 4 FICRiED RN S i FERE 2 L
TVl R L7 (F2).

V. SSc-myositis EEEEEH CHOND BCHE

1. i UINRP $Hi{E&

$T UIRNP $ifAiL, nuclear RNA % mRNA |2 A
754 A4 HKRT TS Ul small nuclear RNP |
S HHCHATH S (K2, £1). HL UIRNP (3
BEJHR 2 IR SN b2, BEMERS a8,
SLE, SSc & SLE OEMIEBER CERICHT SN
%. SSc D) 6% (2~14%) It SNz & O
T LB HH782) . FL UIRNP FUARGH 6L Y — 12—
VRO F e, REMOEEEL, VA /8
%, BAER, MRMERER T SHEICET 5.
HOME & LT, BlEIRYENG S M HERE OB 25 <,
THREBET HEIHEO-OFIRA, FHAEFRN
HETHAH (E2). MiEMESEZ L 7% \WAEFIT
i, RERZICRT 5 A7 A FORIGHIT BRIF
T, HMEMEMRSLE 7 U —Yaa50F 28E LW
CED, 2R L TETHREIFTH AN,

2. 3 PM-Scl Hiix
P PM-Scl fiifki, ZRMEFR & SSc OEEIERE



144

EEN NS

INEE
EaIN

(Vol. 36 No. 3)

FICBEH S N/cg Ok & LT 1977 FRiIcshE S
7239, HL PM-Scl HLA DR IGHURE L, 11-16 1 5
L ABMEKEABEGRTHAHH, £DHH 75kDa
& 100kDa EH A FHEAPR TH 50 (X2, &£
1). i PM-Scl #i {A 13 HLA DQA1*0501 & HLA
DRB1%0301 * 5\ fHEd % 7= 4719, SSc & Al DB
& OBEBIERFEO 25% 1CHH S5, SSc DAD
TEGI Tl 2% 1T S Nz & OE D B 5223860
BBUESE I AREIC L > CTREREND D, HLA
DRB1%0301 73 1% LA F O HAANTiImO THiTh
%48 . Pi PM-Scl O & L T, BRFTO S WE
b, EEZNEEGIHEOHEMENC &, PEID
HEEOATHA FICMIGL TRIIRIFTH S &
DETFOLN52 (F2).

3. L KuHifk

1 Ku HiA1E Mimori 512 1 0 %3M:/5 %8 & SSc
OFEBIEGER CHRE SN/ HEPA & L T 1994 F
ICFO THE SNz, 2O IRPURIT 70 kDa & 80
kDa FEHDONF O " EB{AT, DNAKGFHETOF A
VEFF—VYHERTTHHY (K2, £1).
Hirakata {3, HAADHL Ku HiikEH L &0 0
HLA DPB1*0501 # 4 L T\ 7= Z & L T
%6, Pt Ku FUAIE 2450013 SSc 12 LRSI FR 2T &%
2 BN T\, SLE REEEBKE TORE LS
\N6566) I, WOK TIXEBAERRE L D & SLE T
HIFEE 235\ . Franceschini 513 14 flO$HT Ku $1
RO S BYHD T Gl EEIEBERE T (SSc/PM 723 5
%, SLE/SSc/PM 73 1 #4l, SLE/PM 73 1 #4), 6§ C
SSc A LN/ LG L TWwWA%, F /-, Rozman
5 & PT Ku Fifk & R & OMBAE#RE L T 567,

EHVYIC

CNETHRRTE/MY, SSc TIEEBOE B
Bid H\WIEBBE AR S, ThE
NOFBEI R ERIKIER A H L T 5728, SSc D
Wr, WIRICIZACHGEZREST A EPEETH
%. HOHAEOBHICIE ELISA A TH 5
75, BUEARID TLRERIE S 1T\ % D13 5T Topol
pifk, #izv b AT HE, HLRNAP fifk, #i
UIRNP kD 4 O AL TH 5. ThIOEC
PUADBHNC T RN REE NN EETH 55, FEHE:
FHERT LI EPLERTE HMERPRONS.
ELISA 75 &% &b, fif e B U5 /5 R 1N B
RINALZ ENYEENS.
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