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crotizing autoimmune myositis, INAM ) | RN R
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EEBOEAG IS, L W R AT . A SCEkeE B PM
R 44 FRA1 AT RE C A S A7 AE , S 2 A RE 2 PR AR R ST AA
09 2 MWL 3 B LA (overlap myositis, OM ) ¢
55 4 AL GO A O P G A SR AEE LA

FN 20 20 70 454X LUK, LR AH 56 2 Hi 4k
( myositis - associated autoantibodies, MAAs ) Fll )l ¢ %
S P i & ( myositis - specific autoantibodies , MSAs ) &
W e TIM AR A9 I35 FP RS I B Ok . MSAs T S5 40
P Mi-2 Fi K BT AE 5 5 UKL (signal recognition
particle , SRP) $i & A1 §1i & K B (RNA 45 i B ( amino-
acyl -tRNAsynthetase , ARS ) $7 & 45 . X &8 35 & 7] DU
i PR = A R LA s N — 25 DX 23 O MRS
M AL, T 38 10 97 LA RS TS, B B SRR
NS A YRR C O TIM e N 2 B FR ST
BIA 1 CH o A SCak TIM (4 A 56 45 5 Mk Bt 1k 4 B
FEEE T LLZEIA , LA X i PR 0 DN S L B 5 # B2
A=A B S B
1 SESMMRE

OM Jy TIM & 3 & & PE IR 45 ( systemic lupus ery-
thematosus , SLE ) | fifl 57 95 FIl H:Ath 45 45 20 4 5 g, &
Bl AR 2R B R IBAR TG g L 96 1Y A A [] 5 i (in-
terstitial lung disease , TLD ) 4§, 0] [a] b5 5 A 4k & 4=
3 A5G SCHR A , OM rp dg o 3 B O 470 3086 e 1
%% 4 1F ( anti -synthetase syndrome , ASS) , 1, 7] #f A N
S LS A 57 A ASS 1 FE EL G K R B R T
Mg KA R H LT JILD FHT ARS HUK 7 TE
1.1 #H7 ARS &

P ARS Uik =4 HrAH AR (Jo-1) B ik |
PUIR AR (PL-T) HUiK (HL N & MR (PL-12) Hidk 4t
H &R (E)) $Tik  Hi 558 @R (0F) Uik fHi K &
R (KS) FL ik 45 Ho, 5t Jo-1 B K B & %
L LD FEHT Jo-1 HUR A B E kAR m, h A&
HEBENY . AR HEOET KB, AEH Jo-1 i
A B R AT O L AR G 1 AR v R PR R I AE A
C-R N A5 Z %I, (5 BARBLE A AT 2E .
1.2 HtKBHME
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TR BH 1 1 B8 % 235 12% , 3 H Plestilova 287 B 5%
UESE, PM/Sel (97K F 5 8 A N /Y CK KA G,
A 005 77 1 R, BT PM/ Sel 47044 BH 1 &
294 20% i AR BL AL o 4T Ro-52 HiT /4 4

FEBEHT Jo-1 HUAK Y M, 3 26 g 1A XA 1 A8 o R
kbR A XU L BE A
2 R

DM J& = 48 22 K B 0k 0 B % JUL A 58 AE A g il 4
i, AR A R A % o O 7 /D 4R B (juvenile dermatomy-
ositis, JDM) M ALAE RS, Horp ILD 284 Tla & . +
U AL G T Mi-2 Pk i SR T -y
( transcriptional mediator 1-v, TIF1-v) Hi {4 | b1 B 2%
&8 3 Ak FH 56 £ K] 5 ( melanoma differentiation - associated
gene 5, MDAS) Hp /& F1 $1 3t 5 25 1 2 ( nuclear matrix
protein-2 , NXP2) #i {& ,
2.1 1 Mi-2 K

Mi-2 EREOBERLZ SRR, J5H&H
HAEMR L CWERG, o 985 DNA 54 2 MR 1Y 45 &
AT 428 ) 5 X &% 5%, 9F 2 5 ATP AR 4 /) 1R
AR M P L R A0 B T R P R R AT B
D BT RAAE — B F g I T M2 A B
PR B8 A e i XU 3 s fHL i = AH N 1 K Y
AT A W98 ok U B 3 A G . T AR TIM R
BFE T, P Mi-2 HUOR I 20T DM B3, Of
HEAG RIKMEAETRR, KB EFHA
Heliotrope 92 |V 8492 4 A 1L #F B 92 K B ik 2o £ ot
TGS R AR R Y B Wk e B . SRS AE A E H e &
B, o 5 U AR S8 U Y B K T -2 BT A B P 3R
5, DMLY & 5 AT Mi-2 BT AR B9 77 A 7T RE 5 58 Ah 2k
B A O AH BARBLR A A R . BT Mi-2 BTk
R 1) g 3 B O o A UL T 4 ol ot M A PR R
JE T 4 I R 2 R LU R A Sy s B 58 P A R
W o FEIRYT O, AR R R R R i K R A
e XS BT Mi-2 U B YRR R T RSOR BT
2.2 i TIF1-y fi4k

B TIF1 -y HUAKRTE IDM R AR B DM AR 35 A 3
A ULE AR JDM R R, BT TIFL -y BT A B
R AR E, 4N Gottron B A & L H
JEL B Al I 58 R 78V OTEAE SR AE R BB DA SR
B A 5 SRR/ OGN 4 R ILD B A% RO R B
FH O 5 CK KRR BE B AR 5 1 S0 Hh B — 88 7 1 19 JF &
e, WA AR BE AR L FEAR IR KT 40 2 AR
A R A B MR 9 R ZE . Mohassel %5 1y
WL &I, DM B3 W B AR 47 4 = 238 TIFL -y, Ok
FH A — R 0045 R B A8 1 BT TIFL -y
PR BHAEAE 7 5 B 9 DM R 5, i g 4 i
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B R E M. © A M Meta 4) 477 R BT
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HU MDAS Hi 4K B 19 J8 % K 2 500 24 00 R )L & i
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it Bt LA CK 7K P T i 1 39 0, 5 958 9 5 2 1 i)
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