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95% Cl1 0.929-0.975
Difference [%] 1.15
95% Cl1 0.11-1.96
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FA -3 3 -Scl-70 PSS (AAFF-A5F) o] HAAR Hr} A7 S22 A AR EH A=A Flsof shrh (AR B 2%,
d) PCNA @A AA LW ARG A, AH DA F). ATt wiREA FAHY T
AIEZ L] ok 30-60 %olAl wlAlgE AR AFO vhekst PFFor EAS = T5eH Xk @u@AtelA Ags FHgrh EAEAE tolme A
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#aA%: F-PCNAE SLE (FAZEFWGTFA) 3hxjea] b
F2 dAdo 7. AHE A FALE
@ Centromere: 3 Znke] #ajg ¥ wko] FgAMA o wjF 1. A A G (AE7HE) S Z Rk Abg-siet
Lia=a i = 2. AR E 9] ZA wEch
AR A ES] FARELE dAA o AAPHEE wEY, ANERA F 3. GA GENERIC ASSAYS GmbH % thg]de Aol 748 =
7lEt 248 AoR AL AEde JEE, MERAFT] F2t ke WA AY FATFoEN AR ke AAor xd ¥
7t MZFA2AE Fich =gl sl M-S A d=rh
Fo: FAE A (multiple  nuclear  dots;thFe ¥ ) 4. 2 7|EE S35 AARRE ARgafof sl
NSP-1(SP100) @Alell < dAHch oldd A= fFAREGMES] 5. MEepde] HAE FaEVIFE EFEor g, A" a7
QA F-27F el HA d= HelA Foledi A (Centromere A Td Al kel el LA FFafof gt
antibody) 9 7= F Ut} 6. 71d&Eeol By BEvtAag dad 93 <tel AH EAFHo 9l
e ANAe] A B th ghe-Aef 719 &, gk el o] dow ARE-SHA] ket
dHA: FHALFA L AUAE FFFY BAAR BREH, 5E 7.0 REQ Aok F& tE AR Aleks E3Ete] AHEE A
A ALl A sk @ ool el A B = AFAAN7 et £ Qlok
® Nucleolar: A3 28] FFAANL AR A IS HAofA 55 8. Aleke dol3l & w AIZRALE FA Yeth
73] EHdr. ALAF AN homogeneous, speckled =& 9. BE Aok AR He| 2—-8Tol|lA HysfoF st}
clumpy® @=E = vk A W FHE FWste] g€ 10. 22 AJoke BEAZ 4% Sodium azide(<0.1%) S Egata
@ PMSA], RNA T3da4 1, 9rdgd Qonw 4] i‘/]' o] HFsAME <k Aot
#HRAG: w9k % \_:‘]—'jr@ﬂ%(PSS) hAlska thad 4l 11. 2 Aok AZxsk=dl AFEE, AEA Y Z2 7| HellA FE3 2
(Polymyositis) ¥ At} W& A7k= SLE, 22353, dolxy EEAS HAYE ]'01 HBsAg 9 HIV 7} olugt HCVEANAE 54
o Al A} dE ISR o, vpolH AL Qlee BASHE 2L ofRE B
® Anti—spindle antibodies: FAREIAAE o FHAE AFs= E Aok B @ AE ZFAA AFEAEAE UHR Zo R Fadth
A 12. ¥ Aok ZAA Asids 7H EAES fsta Jlerm= o
A FAREG T AES wEAL =9 FAAEE FFE ok gt
g AR ArpEoAs g onjapy ]“ﬁ“"@ﬂ"ﬂ’ﬂ LIRSD4 == — B Aok FHFEhe B 2, 54 9 SEE A derh
(RA; FrlE A3, SLE; AT~ PBC; A8 HEY M4 - 3 Be s ZAggr.
WZ Carpal Tunnel Syndrome; -?E"%ﬂ’%?i‘) - TAES Qog A gt
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