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[ Abstract] Objective To investigate the differences in clinical characteristics, myositis antibody spectrum, and elec-
tromyography among different subtypes of idiopathic inflammatory myopathy (IIM) patients.Methods One hundred and
seventy -nine IIM patients admitted to the Rheumatology and Immunology Department of the First Affiliated Hospital of the
University of Science and Technology of China from February 2017 to February 2021 were selected for clinical data. They
were divided into a dermatomyositis (DM) group of 135 cases, a polymyositis (PM) group of 26 cases, and a non-my ositis
dermatomyositis (CADM ) group of 18 cases based on different types. The serum levels of myositis specific antibodies
(M SAs) and electromyography of the patients were measured, and the clinical characteristics, myositis antibody spectrum,
and electromyographic results of the three groups of IIM patients were compared.Results Among 179 1IM patients, DM,
PM, and CADM all showed muscle pain, but CADM patients did not show muscle weakness; Almost all patients with DM
and CADM have classic skin manifestations (periorbital edema, shawl sign, V-zone rash, high snow sign), while PM patients

have no skin manifestations; In DM and CADM patients, the frequency of periorbital edema, shawl sign, and V-zone rash is
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similar, while the frequency of high snow sign in the CADM group is higher than that in the DM group (P <0.05). Among
the 12 types of MSAs, anti MDAS antibodies (35.2% ) are the most common, followed by anti ARS antibodies (34.1% , with
the highest positive rate of anti Jo-1 antibodies) and anti TIF1 vy Antibodies (10.6% ) and anti Mi2 3 Antibodies (8.3% );
Comparison of positive rates of anti-MDAS antibodies in the CADM group > DM group >PM group ( x° =19.220, P <
0.001); The CADM group had no anti Jo-1 or anti SRP antibodies, while the positive rates of anti Jo-1 and anti SRP antibod-
ies in the PM group were higher than those in the DM group (P <0.05). The positive rates of anti OJ antibodies in the
CADM group were higher than those in the PM and DM groups (P <0.05); There was no statistically significant difference
in the expression of residual antibodies among the three groups of patients (P >0.05). Out of 179 patients, 112 cases were
sent for electromyography examination, and 105 cases (93.8% ) had electromy ographic results indicating abnormalities. A total
of 88 cases (78.6% ) had myogenic damage, and 54 cases (48.2% ) had neurogenic damage. There was no statistically significant
difference in the abnormal rate of electromyography, myogenic damage, and abnormal nerve conduction velocity among the
DM, PM, and CADM groups (P >0.05).Conclusion IIM patients with three subtypes of DM, PM, and CADM may ex-
perience varying degrees of muscle pain, while CADM patients are mainly characterized by skin lesions without any signs of
muscle weakness. Anti MDAS antibodies are the most common M SAs, followed by anti ARS antibodies. The electromy ogra-

phy (EMG) of patients with different types of myositis shows myogenic damage, and some damaged muscles may exhibit

neurogenic damage. EMG plays an important role in the clinical diagnosis and application of IIMs.
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Tab.1 Comparison of clinical manifestations of different subtypes of IIMs patients

4o 1% T L& Fed iy fia B2 BURIE V FE Gottron fiF HITF
PM 4 26 2(7.70) 6(23.08) 9(34.62) 1( 3.85) 0 0 1( 3.85) 2( 7.70)
DM 41 135 7(5.19)  50(37.04)  54(40.00)  74(54.81)°  49(36.30)"  63(46.67)°  90(66.67)* 50(37.34)"
CADM £ 18 0 9(50.00) 8(44.44) 10(55.56)" 7(38.89)° 9(50.00)* 17(94.44)® 9(50.00)*
X 18 1.346 3.458 0.467 23.234 13.899 20.542 45.680 10.952
P{E 0.510 0.177 0.792 <0.001 0.001 <0.001 <0.001 0.027
5 % KA LS MF s 7 W PRI X HIEME iR i) 5 A ¢ BT
PM 4 26 10(38.46) 16(61.54) 22(84.62) 5(19.23) 3(11.54) 5(19.23) 15(57.69) 13(50.00)
DM 2 135 56(41.48) 63(46.67) 79(58.52)° 27(20.00) 8( 5.93) 13( 9.63) 93(69.89) 77(57.04)
CADM 41 18 9(50.00)  5(27.78)  4(22.22)"  4(22.22) 2(11.11) 1( 5.56) 13(72.22)  7(38.89)
X E 0.607 4.883 17.079 0.064 1.460 2.658 1.643 2.322
P1H 0.738 0.087 <0.001 0.969 0.482 0.265 0.440 0.313

¥ 5 PM 41 4% ,°P <0.05; 5 DM 4148 ," P <0.05,
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Tab.2 Comparison of MSAs expression in patients with different subtypes of 1IMs
woH PM 4 (n =26) DM % (n =135) CADM #H (n =18) X 1E P1{H
Jo-1( BHE) 12(46.15) 21(15.56)* 0* 18.098 <0.001
SRP( FAME) 6(23.08) 3(2.22)® 0* 20.916 <0.001
Mi-2a ( BHHE) 1(3.85) 2(1.48) 0 1.081 0.582
MDAS5 ( FHM:) 1(3.85) 50(37.04)*° 12(66.67)® 19.220 <0.001
TIF1y (B ) 0 18(13.33) 1(5.56) 4.625 0.099
ARS( FATE) 16(61.54) 43(31.85)" 2(11.11)° 13.252 0.001
PL-7 ( BHH:) 3(11.54) 10(7.41) 1(5.56) 0.659 0.719
PL-12( FH) 1(3.85) 7(5.19) 0 1.028 0.598
EJ(FEME) 1(3.85) 9(6.67) 2(11.11) 0.899 0.638
OJ(FHTE) 0 0 1(5.56)® 8.995 0.011
Mi-28 ( FHE) 2(7.70) 12(8.89) 1(5.56) 0.249 0.883
NXP2 ( BHH:) 1(3.85) 7(5.19) 0 1.028 0.598
SAEL ( BAE:) 0 2(1.48) 0 0.659 0.719

TE. 5 PM 41, *P <0.05; 5 DM 41 1%, P <0.05,
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Comparison of electromyographic results in patients with

different subtypes of 1IMs

EAE I/ 7' SR WLEHAE  PhafL T TR
PM 41 19  18( 94.74) 15(78.95) 11(57.89)
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