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ME: B 0 m XA L MR (1IMs ) 25 AL RS PEBUIAR (MSAs ) FINLR A CHEDTIR (MAAs ) 1)
PEHME SR R R A e, Fik WCEE 2018 4F 1 A & 2021 4F 3 A 785§ 22 Be 55 — M8 B2 e XUB S e BHME Be s i2
1IMs F85 78 19155 B R dEA T BB ST o 3 3 F 88 B 0 P 4G £ 5 1Y) MSAs T MAAs I PR, /3 - 5 11 IR
TORHOACM: . SR RIS EULAR/ACR 43 35h5if, A BASI b 33.3% 1) /R i o vl 5 IMs,, 2 &L
AR (PM) B H WG RS . MSA [ BHPESRA 82.1% , Hoh LABT Jo-1 Btk Bt SRP Hiikfm & WL, FHIE 2518
41.0% 25.6% . £ IIMs (¥ 4 A1 R B, SO $T MDAS HTAA7E T AL 1 B2 L& (ADM) FH 4 R B & T+ &5, Bt
MDAS T4 FH 1 5 5 i34t 2 7 o, 0 H: LRk F e ) Bl o0 32, 55 T WLAR (DM) £ fi7 95 R AH M, Bt
B PR (ASAs) 5565 4 R BPET % (ILD ) R AHOGH: . T SRP PR PFH RN 25.6% ,90.0% £ 34 H B e
PM, 51 CK LDH W FRIME S AHICM: . BT NXP2 B B TIFL-y JroR PH M RAL, Hod 1 Bidt TIF -y Sk g
SEHS W IS I . MAAs BHYESRN 61.5% , 5% UL MAAs JE3T RO-52 Hiik (56.4%) , H-569 % H TF2
MM P Ro-52 LR SHT Jo-1 Hrik B B, £ie REH IMs B HF7E MSAs 1 MAAs BAYE, 35 116 K
A G IRFHEAAAE— A e . PRI, MSAs 1T BB7E [IMs 27 AYT & BUE PG P A mEAE .
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Myositis autoantibody profiles and idiopathic inflammatory myopathies
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Abstract: Objective To analyze the prevalence of myositis specific autoantibodies ( MSAs) and myositis associated
autoantibodies (MAAs) and their clinical correlations in the patients with idiopathic inflammatory myopathies (I1IMs) in
Hainan. Methods A total of 78 IIMs inpatients confirmed in the Second Affiliated Hospital of Hainan Medical
University from January 2018 to March 2021 were selected. By immunoblotting, the prevalence of MSAs and MAAs were
detected to analyze their correlations with clinical data in all patients. Results According to the latest EULAR/ACR
classification criteria, 33% of patients in this cohort were identified as suspicious IIMS. Polymyositis (PM) was the most
common clinical subtype of I[IMs. MSAs was found in 82.1% of patients. The most frequently detected autoantibodies
were anti-Jo-1(41.0% ) and anti-SRP (25.6% ). Among the four clinical subgroups of 1IMs, anti-MDAS5 positivity was
significantly associated with amyopathic dermatomyositis ( ADM ), which presented severe lung damage, especially in
rapidly progressive pulmonary disease and was correlated with classic dermatomyositis (DM) rash. The anti-synthetase
antibodies ( ASAs) was correlated with arthritis and interstitial lung disease (ILD). The anti-signal recognition particle
(anti-SRP) positive rate (25.6% ) was 90.0% of PM patients, and was related with serum creatine kinase (CK),
lactate dehydrogenase ( LDH) and dysphagia. The positivities of anti-nuclear matrix protein 2 ( NXP2) and anti-
transcription intermediary factor 1 ( TIF1-y) were low, appearing in 1 case of pathologically diagnosed as

cholangiocarcinoma. The positive anti-Ro-52 (56.4%) in the most common detected MAAs (61.5%) was associated
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with arthritis and mechanic’s hands. Anti-Ro-52 was significantly correlated with anti-Jo-1. Conclusion

MSAs and

MAAs appear in the majority of IIMs patients and are related to clinical subtypes and clinical charactereristics.

Therefore, MSAs may play an important role in the diagnosis, treatment and prognosis of IIMs.

Keywords: Myositis specific autoantibodies; Myositis associated autoantibodies; Idiopathic inflammatory myopathies;

Myositis autoantibodies; Hainan; Tropics
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R &R PE LA (idiopathic inflammatory myopa-
thies , TIMs ) J&—Ffr B % L4 JiE 9 728 Fl 22 4 B 40 3
RIS BetE B B e . B A AR i Y
LIRS 1975 4FY Bohan Fil Peter 4325, Zhbrifi
B 1IMs 73 0y 22 KA LSS (polymyositis, PM) | Bz JJL 4
(dermatomyositis, DM ) ¥ g AH O HE Y TIMSs | 1ff 487
RAAKMEILEE TIMs 5o AH DG TIMs . {H iR
WETCH S5 PM AR L& (inclusion body myositis,
IBM) K HABLE FEA RGN, 1991 45, Dalakas'™
T BRI R _E R TIMs S5 0432 05 3 R AR 4
I PR | SR8 2 R ZH 2L B2F AR AR K TIMs 432 PML DM
H1IBM =4~ 2002 4F, Sontheimer ™ 220K TG L
Wtk Kz L8 (amyopathic dermatomyositis, ADM ) 4§ A
DM %3k , J& £ 2003 4F & 1T 4R #E P4 A ADM™
2004 4F, R P22 LD oo AR fESS Gl IR MR R 43
LR 45 5 M 5 7K ( myositis-specific autoantibodies,
MSAs) K ZHAUm B TIMs 7352, Horp i T PM
TR RS % A S B 3R 6 P L4 (immune-
mediated necrotizing myopathy, IMNM ) , 2017 4= R M|
ARSI ¥ (EULAR ) /38 [ XU 27 25 (ACR) Ik
AR TR IMs 532 hR0E ), 32 SR I PR K 41
ZURILRE A TIMs 43252 DM 5 ADM (PM (IBM,, {H
H T REA /N IMNM 52 L 2 DM A RE 4097, 1%
FRUEINFAE— € Ry BR 1, e an A 9 A WL I LA
REAEAR AR A Bk .

1IMs 5 U] % 5 HL I w6 oK BB, B 55 8 B S i %5
PIAROG, REFUR E W L 200 B S hiik . L4k,
BEE TIMs I P M7 28 700 4 5 ML A )R AT ST, 7 8 UL
PRI & PR TIMs ()5 Bh 2 W L i 7R 43 8 &%
P& R BA S = T WG A Sk
Xf 1IMs B2 W B8, B 5 LA AH G B Bk h
MSAs FIILA A B ( myositis-associated autoanti-
bodies, MAAs ), H v 40 & $t & & B HT 4K (anti-
synthetase antibodies, ASAs) : 1 Jo-1 Uik 31 75 2 Fik
tRNA 4 Wil (PL-7) (TN 2 B (RNA 4 Wi ( PL-
12) &t (RNA 588G (E)) (Pise &t (RNA &

A (OT) Ll 14 ME t(RNA i (KS) HIENA
Mt tRNA (z0) FUARZE™ . MSAs Bl A& TIMs f45 5
YebilR G #% £ B S5 E S ML A H SR AC, SR,
WIFSE S B [ Mg A1 e A3, MSAs/MAAs 1) FR
SN A AT AT —E 22 5 SRR
PRI Z AT BESS IR MSAs/MAAs (9K i it PR,
AHFSE S R R M X [IMs 5B 3% 1 B hiik G
DL LI R AR PRI, BT LR A S HTRIS A TIMs
FBIF S PP Y 3 S

1 #ZREFZE

L1 —#4 sk 4R 2018 4 1 H % 2021 4F
3 AE R = 2 e 5 B = B KR AR BE 1 TTIMs
B T8 BRI IR FERE, Fr A 1IMs &8 35 PM/DM 12
Wi 454 1975 4 1) Bohan i1 Peter 43247, IBM 2
K154 2017 4F EULAR/ACR 6T A B AIAEME 46
PEWLE B =5 ZEI AR 78 (1) 43 b ofe | 75 B oMb 45 45 21
ZUR I BE S A A 2012 4F RGP LTBEARE (SLE)
SLICC 4p2Khm il 2012 45 F 25 4 4F (PSS) ACR
SrARiE K 2013 4F ACR/EULAR 2 45 4k 68 1k fiE
(SSe) JrKbriit™ o 78 ) H A AT U LA AR I A
il s 4 HER CT(HRCT) K45, Jf /i 2 44 DL 214 )
B 1 24 KR S e Bk s A L[] B B, 1 2 s 42
NBER R BB AR e B AR SR S
S AR R ORI ZEREE , WA Ry 477 18] J5 P il
Pl (ILD) o HEBRARIAE B (4 WU P 4300 B AR5
PEAIURS 2R BN L TR R fs M L L 25 90 PR LS
OBE R TR AT T 2555 ) B AH G

1.2 W RFeAR AN SR E AR TR Mol AR
i R KRR HEI IS ) B LA RE R
(U JULTC 7 A W PR L G35 48 ) 5 K 1k 3R 0 (HEE J&]
K295 Gotron 1IE |V IEE $iFE 5 TF 2 F 854k .
R TBE ) I XUIS: (o9 s o 4 T oo S Ak e
UESE) TLD |37 27 A6 A [ LR Wl R v il ( CK) (R4
RS (AST) N AL BB (ALT) K
FLIR I &R (LDH) ] .
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1.3 MSAs 5 MAAs #ml 78 {5 5 3 38 5ok 40 55 L7
KA BNk (1B) (il & LR B Brhiiki, Eu-
roimmun ) K Il MSAs 5 MAAs, £ H &350 H 40 45
MSAs: Hit Mi-2a0 HUAA BT Mi-2 Hik HT TIF1y Hik
Pt NXP2 itk Bt SRP Hrfk .t MDAS ik 4t SAEL
Prik Pt Jo-1 Uik HT PL-7 PLfk bt PL-12 Hrik 41
EJ $iiik Bt OF Hifk, MAAs:Hit PM-Scl100 Hiofk  Ht
PM-Scl75 HufAk $T Ku $LiA HT Ro-52 Hiifk, MSAs Fl
MAAs 2 K485 585 50 R B 55 BEYE (+) (B (+) Fl
SRPHPE (+++) G5 SRFNEEH 2 67 5050 % N Gl ST i A%
IEROp A R AV S SN B RS N S AR LA e 2 e
FIRE  EERDIBAM: (+) & ANA(+) S8 FHE (+++) A
MAE L,

1.4 %tk SR SPSS 22.0 #7401, a9
B A IEAS A3 A BT RLIE 25 20 A O 1V x+s 2R,
FEBER I 255000, AR IE S 3 AR B R A A 6 45 (vl 4y
PIECEEE) [ M (IQR) ] 7R, 18] L AR FHAE S 50k
Ko THECTORER B (%) o, HO R X K 50 51
Fisher HiIHERKK . P<0.05 2R AGIEE X,

2 % R

2.1 1IMs B F o —fw Mo ZAI s
78 |, Horp 52 {5 R Lo (66.7% ) , AR #E (51.7 +

13.0) % . #24 2017 4F EULAR/ACR 4 2R 45 4EXT 78
BB E AT WP 2, Ho 20.5% BB R h B
IIMs (#%3% 98.1%+7.1% , LA G K AR50 7.5,
A NUAE R AR PES3h 8.9) ,46.2% f8.35 %] 734 vl BE
IIMs ( #% 2 68.5% =10.8% , JC L IR 3 A5 5 IR VF 43
6.0, G WG R EARIE53h 7.4) ,33.3% B 53 73 R
Al EE TIMs (M5 52.1% +1.5% , Tc JIL A 1 6 5 A TF 4
Jy 4.3, G MRS K AN 6.5) o ABEFE TIMs
F45K K PM 42 1] (53.8%) , DM 22 4] (28.2%) ,
ADM 10 51 (12.8%) .IBM 4 {5 (5.1%) . s K Fh
DM .PM [ IBM #4445 WL AILTC J1 R B, 1 ADM G L
i JWILJG S, DM ADM (1) 28 8 iz Jik 3 B0 ( HIE &) B2 2
V 9% | Gottron £iF | H JE1 215 ) 3 i 77 7% , i PM ,IBM
WTCiZ M. 76 DM ADM wh REJE 29281 V B
B R AH 3T, Gottron fiE DM 21 HY B A4 451 3R 45 =5
ADM 4k % ILD (1) % A= 28] i 5 T PM DM [ IBM ( P<
0.05), 7EAMMFEI I, PM DM 455 IBM f£1F
W#EXEF (P<0.05), ADM 5 HAth TIMs 7. AH [,
CK .LDH JK - B & 9 fik (P<0.01) , 7 AST ALT /K
- AE DUFR R ] 22 R A Ge 248 L (P<0.05) . 7F
IIMs Y Bl Y 2 5], 95 B8 L AF % L 75 1 0 48 L A A (A
ME BEEAE B T 55 G PR R L5 g IXURS: 1) 22 534
TG E L (P>0.05) , W3k 1,

1 UMs AL PRGERHTE DL
Tab. 1 The correlation between I1IMs subtypes and demographic, clinical manifestions and laboratory characteristics
PM DM ADM IBM
b (n=42) (n=22) (n=10) (n=4) S/ P
R A L, M(IQR) ] 12(37) 2(70) 3(25) 26(45) 1.544 0.672
MR (4 xts) 51.1+12.6 50.5+16.2 57.2+11.1 52.0+1.4 0.656 0.581
(%) ] 26(61.9) 16(72.7) 10(100.0) 0 13.792 0.003
Wi RAFAEL 1 (%) ]
Voa 18(42.9) 8(36.4) 0 0 8.805 0.032
iy d 4( 9.5) 2( 9.1) 2( 20.0) 0 1.546 0.672
UL Iy 40(95.2) 20(90.9) 0 4(100.0) 52.721 <0.001
75 A R X 2( 4.8) 2( 9.0) 0 0 1.478 0.692
PSS 30(71.4) 12(54.5) 4( 40.0) 0 10.109 0.018
HEE JE J 355 0 18(81.8) 10(100.0) 0 63.778 <0.001
PR AT 0 2( 9.1) 0 0 5.225 0.156
VIES 0 12(54.5) 4( 40.0) 0 29.828 <0.001
Gottron £ 0 16(72.7) 0 0 51.238 <0.001
HTF 8(19.0) 4(18.2) 4( 40.0) 0 3.490 0.322
P 21 58 0 6(27.3) 2( 20.0) 0 13.209 0.004
T LS 4( 9.5) 6(27.3) 4( 40.0) 0 7.500 0.058
ILD 26(61.9) 14(63.6) 8( 80.0) 0 7.883 0.048
FEEAEPR[M(IQR) ]
CK(u/L) 1.991(4 200) 1411(1 485) 67(25) 312(416) 29.547 <0.001
AST(u/L) 85( 344) 75( 64) 56(41) 54( 49) 9.699 0.021
ALT(u/L) 55( 78) 97( 108) 44(29) 70( 35) 11.528 0.009
LDH(u/L) 431( 384) 358( 497) 187(85) 218(139) 19.591 <0.001
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2.2 MSAs MAAs 5 IIMs & & ¢4 48 % AAF5E
87.2% %% MSAs 5 MAAs [Pk, Hirdr MSAs fH#E%R
H82.1%(64/78) ,MAAs FH:R Ky 61.5% (48/78) ,
MSAs fil MAAs ¥ FH P 56.4% (44/78) , MSAs Fll
MAAs YJRAPE R 12.8% (10/78) . 7E MSAs H1, ASAs
CEAEHT Jo-1 Uik Ht PL-7 HLAK Bt PL-12 HLik 1
EJ $LR $1 O $iik) PHMEZIK 69.2% (54/78) , Ho
Bt Jo-1 HUATEFREA AFN h FHVE R e (41.0%) . H
s MSAs J#i SRP $iik 25.6% , 5L MDAS $1{£10.3% ,
Pt Mi-28 ik 10.3% . £ MAAs 1 3§ Ro-52 Hifk 2
RN B A BTAAR (PH P25 56.4% ) o 7F 1IMs I
Alrh ADM 2H 19470 MDAS 45044 FH P 32 (60.0% ) 5
DM PM [ IBM 4I#H [t 25 55 HA Gt 22 2 L (P<
0.01) , PM Z147L SRP HLRPHM: 2 (42.9%) 5 DM |
ADM K IBM @A b 25 55 HAT Gt 2 L (P<0.01) ,
H IBM 4l /B F Rk 2] MSAs J MAAs, SR, {i
TRERIE  Z B A 20 9] [ # Bt SRP B, H:
o 18 il BLAE PM 41, FEREASBASIH, HAT 4 f] i
£ DM/ADM Hfg il 2 45¢ NXP2 FH:, I BT Jo-1.,
Pt Mi-28 F1 ASAs 7 PM DM F1 ADM 20 Hh 355704 .
W32,

2.3 MSAs MAAs 56 RAFAE & S 454709 X &
FRAE TIMs B3 LR B S hiRJe & BT 1T 20 )2

ASAs FHPES BAPEBE AL, A B R VILD 1Yy
WA 5 (P<0.01) , TR B G LA Je 43 T F+fhd 1) T
ASAs FHYESF . 0 SRP HLIRFHIE S FITE B A L,
PHE 8 47 1ML CK \LDH Jhi SR 5w (P<0.01) , 71
PRIt B AR BT v ( P<0.01) , T SRP LA B 18 £
A M2 (Gotron 1 MEFE K92V IEZ) IS
e (P<0.01) . SR, 55T MDAS Hit A B 1 8 2
XFEE, Gottron Al HEJE B2 9% | W R ZLBE & V IR B AEST
MDAS Hit {4 FH % (8 35 e A2 R B (P <0.01), 4T
MDAS FLR B B # 1  CKLDH Jh i R 5w (P<
0.01) o 4T Ro-52 R B4 (ILD 47 T.F-,
IR S AL A A R B (P<0.01, P<0.05) ¢
W23,

2.4 MSAs 5 MAAs 948 %M FF MSAs f MAAs
PR P, 44. 1% 1 (838 B WE LR A &bk
PR, 13.2% 4 (838 B 3 AL A B i R, i
HA 5% & B 3 F Ll B ILR A S50
P, MSAs 15 MAAs A 55 2 4 I ) BH PR . 75 A BA S
H, 22 5 J 2 LR BT Ro-52 LR 54T Jo-1 14K
A (P<0.05) ,8 £ /& HT Ro-52 Hi{k 55T MDAS
PUARFHTE (P<0.01) ,6 44 [ 3% 70 5l A BRPT Ro-52 $i
K5 Bt SRP Hit & HT PL-7 4T fA [8] i fH % (P <
0.01), %4,

2 1Ms & T4T MSAs MAAs B9 BFESAIRCHE [ 1(%) ]
Tab. 2 The positive rate and correlation of MSAs and MAAs in IIMS subgroups [ case(%) ]
WL F 2 ) ) . e i P
JL%6 1 S B 38(90.5) 20(90.9) 10(100.0) 0 29.353 <0.001
MSAs 38(90.5) 18(81.8) 8(80.0) 0 20.339 <0.001
Anti-Mi-23 4(9.5) 2(9.1) 2(20.0) 0 1.546 0.672
Anti-TIF1+y 0 2(9.1) 0 0 5.225 0.156
Anti-NXP2 0 2(9.1) 2(20.0) 0 7.743 0.052
Anti-SRP 18(42.9) 2(9.1) 0 0 14.517 0.002
Anti-MDA5 0 2(9.1) 6(60.0) 0 32.172 <0.001
Anti-SAE1 0 2(9.1) 0 0 5.225 0.156
Anti-Jo-1 20(47.6) 8(36.4) 4(40.0) 0 3.739 0.291
Anti-PL7 6(14.3) 6(27.3) 0 0 4.973 0.174
Anti-PLI12 4(9.5) 0 0 0 3.614 0.306
Anti-EJ 0 0 2(20.0) 0 13.958 0.003
Anti-0OJ 0 2(9.1) 2(20.0) 0 7.743 0.052
ASAs 32(76.2) 14(63.6) 6(60.0) 0 6.387 0.094
MAAs 30(71.4) 12(54.5) 6(60.0) 0 8.600 0.035
Anti-PM-Scl75 2(4.8) 0 0 0 1.759 0.624
Anti-Ku 2(4.8) 2(9.1) 0 0 1.478 0.687
Anti-Ro-52 28(66.7) 10(45.5) 6(60.0) 0 8.100 0.044
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Tab. 3 The correlation between MSAs/MAAs and clinical features, serological indicators [ case( %) ]
Anti-ASAs Anti-SRP Anti-MDAS Anti-Ro-52

iH

+ - + - + - + -
15155 42 36 20 58 8 70 44 34
KATR 32(76.2)* 14(38.9) 14(70.0) 32(55.2) 3(37.5) 43(61.4) 32(72.7) 14(41.1)
ILD 40(95.2)* 6(16.7) 16(80.0) 30(51.7) 6(75.0) 40(57.1) 31(70.5)" 15(44.1)
1L LT 38(90.5) 26(72.2) 19(95.0) 45(77.6) 2(25.0) 62(88.6) 38(79.5) 26(76.5)
HTF 10(23.8) 6(16.7) 3(15.0) 13(22.4) 4(50.0) 12(17.1) 14(31.8)* 2( 5.9)
Hin4 6(14.3) 2( 5.6) 2(10.0) 6(10.3) 2(25.0) 6( 9.0) 8(18.2)* 0
A WA R ¥ 3( 7.0) 1( 3.0) 4(20.0)* 0 0 4( 6.0) 2( 6.0) 2( 6.0)
Gottron fiF 12(28.6) 8(22.2) 0 20(34.5) 6(75.0)" 14(20.0) 14(31.8) 6(17.6)
HE &) pie 35 16(38.0) 12(33.3) 2(10.0)*  26(44.8) 8(100.0)* 20(28.6) 14(31.8) 14(41.2)
Ve 6(14.2) 10(27.7) 0* 16(27.6) 6(75.0)*° 10(14.2) 7(15.9) 9(26.5)
HE 2058 4( 9.5) 4(11.1) 0 8(13.7) 4(50.0)" 4( 5.0) 8(18.2)" 0
CK>310 w/L 27(64.3) 11(30.6) 18(90.0)*  20(34.5) 0 38(54.3) 26(59.0) 12(35.3)
LDH>250 u/L 20(47.6) 18(50.0) 16(80.0)* 22(37.9) 0* 38(54.3) 24(54.5) 14(41.2)

T S AR AR L, P<0.01,"P<0.05
£ 4 MSAs 5 MAAs fES
Tab. 4 Co-existence of MSAs and MAAs

i H Anti-Mi-28  Anti-TIF1y Anti-SRP Anti-MDAS Anti-Jo-1 Anti-PL7 Anti-PL12 Anti-EJ Anti-PM-Scl75
Anti-Mi-2B - - - - - 2 1 - -
Anti-NXP2 - - - - 4 - - - -
Anti-SRP 4 - - - 2 4 2 - -
Anti-MDAS - - - - 2 - - 1 -
Anti-0J - - 1 - 2 - - - -
Anti-PM-Scl75 1 - - - - - - -
Anti-Ku 2 2 2 - - - - 2
Anti-Ro-52 2 - 6" 8 22 6 2 2 -

#a FIR P<0.01,

3 9 i

TEAMGE 25 MG 2017 4F 1IMs 20 B bR
FIEA A AL 6] B PF 43 943 S PM, DM, ADM J¢
IBM, 255 IR 33.3% & X4l vl B TIMs , {H %356
I3 BRE MR E 1975 4E () Bohan #il Peter 732 br 1 0] 2
Wr IMs, 28 34 PM AN IBM, H A ALY LG
J1 .1 CK/LDH F} 5 \MSAs/MAAs FHYE (ILD  JJLH
Kl MRI F12H 24U FE R B, K UL, 2017 4F EULAR/
ACR Hr 1 9V WU 3 bR fEAT A7 A — 52 Ry BR A%, 75
BT ZZ (W1 AR 55 BEIESE MSA/MAAs \MRI & ILD
4%t 1IMs BT . Okada' " B 5% & BRL L 424 2
DM & fEf N &R 2 —. (BFEEH G, PM &
IIMs 55 UL I I PR OIE 2, 3 55 RO R 2 22 vp oo BF 58
JLENREARGE LA DM S AR R, 454 4
W FE 45 0T BEAR /R $GH b [X 2R AMRERBE T DM Y
RIRFSE A K ADAHEBR AW SRR A /N s

I SR BN IR I LR B B AR TRI , 2
SPHT T MSAs/MAAs [ &A% AHEIRR L A &

PO PRI MR 2 FE PR ARG o SBeDivE ik
(IP) 2K A 240 MSAs/MAAs LR AT 58 (19 777k (A
FE IR BI S0 %, G B 2 I IR 4%
hH RSN TF B 20— S PR 52 B K B 9 I
R el 52 AR 7 vk TR IS4 A S B e i vk
Kl ANA 235w LA P e et ™
EHBNSI TR IMs [ SR fHME S0k 87.2%,
Hirp MSAs FHPE R K 82.1%, L ASAs b 3, Hirp#t
JO-1 HiikE ik 41.0% ., MAAs FHMER K 61.5% , Hrp
Hi Ro-52 HLARBHE 2 5 ik 56.4% , 5 4 B X I 1 14
BABIBF S 11 B (36 5) L S A SR R TE
MRE AR S H 8 (A H R S, XS
4 JE R R i 2 3 BA S A 36 1911 41 S BH fy TIMs A% e
B o 61.5% W B35 A IF ILD i AT 52 2%, (1
ANHERR H B BTN Jr A AN TR o — 003 2o R G %
W B (ELISA) K TP U 5 88 1] Hs v ifg 8 & i iF 5%
H1,30% A4 B E MSAs FHPE, 48% 11 B % MAAs [H
PE L R AT R R BB ST SR B AE R M, 7E
A BB HTRO-52H0 4K B Jo- 1HT 44 BT Mi-28
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F5 Ms BERREHL M AR MSAs/MAAs U3 LLEL
Tab. 5 Comparison of prevalence of MSAs/MAAs in different regions and populations of IIMs patients

i H BT B sl gt o L1 HrhigH X
Ay 2020 2019 2019 2016 2013 2006
FEA R 78 1637 95 124 222 88
[IMs 3y DM,PM,ADM,IBM DM,PM DM,PM,ADM,IBM,JDM DM,PM,JDM,CTDM DM,PM DM,PM,CAM,MOS,IBM
ey 1B IP/ELISA 1B 1B 1B P
MSAs( %) 82.1 - 44 49.2 34.4 30
Anti-Mi-2a( %) 0 54 6 20.9 3.1 7
Anti-Mi-2B( %) 10.3 6

Anti-TTF1y( %) 2.6 7.0 7 - - -
Anti-NXP2( %) 5.1 2.3 4 - - -
Anti-SRP (%) 25.6 2.4 13 4.8 3.2 -
Anti-MDA5 (%) 10.3 1.3 1 - - -
Anti-SAE1( %) 2.6 2.6 6 - - -
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Anti-PL7( %) 15.4 1.3 1 - 3.2 -
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Anti-0J (%) 5.1 0.6 1 - - -
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Anti-PM-Scl100( % ) 0 . 4 4 2.7 "
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Anti-Ku( %) 5.1 1.5 6 10.5 4.1 2
Anti-Ro-52( %) 56.4 - 30 36.3 36.9 20

T 25 2R LU A LR (CTDM) 5 LR B LR S AE (MOS) s MR AR SC LR (CAM)
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PRI B IR IR N Y L AR — TR NEAR A 5T
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ABAG rhe MDAS T4 8 35 12 10 B 28 MLy Je 92, i
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g — 90k F v A 627 451 TIMs £ 2% 20 1] A S T 52
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SRR X , TTHE Mi2 045 g f) A S R 15 3
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Pt NXP2 oA fH-: £8 25 1l 38 4 ) & B0 HR G 2 e 7
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