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Abstract
Objective
To compare the findings of muscle magnetic resonance imaging (MRI) between anti-signal recognition particle
antibody-positive myopathy (anti-SRP myopathy) and anti-aminoacyl-tRNA synthetase antibody-positive myositis
(anti-ARS myositis).

Methods
Of the patients newly diagnosed with polymyositis (PM)/dermatomyositis (DM) and immune-mediated necrotising
myopathy (IMNM) admitted to our Department between April 2012 and December 2021, those who met the eligibility
criteria of positive for anti-SRP or anti-ARS antibodies and thigh MRI at the time of diagnosis were included.
We compared the lesion sites and MRI findings of the thigh muscles that were classified into oedema, fascial oedema,
fatty replacement, and muscle atrophy between the three groups of anti-SRP myopathy, anti-Jo-1 antibody-positive
myositis, and non-Jo-1 antibody-positive myositis.

Results
Of the 98 PM/DM and IMNM patients, five anti-SRP myopathy patients and 11 anti-Jo-1-positive and 22 non-Jo-1
antibody-positive patients with myositis were included. The SRP group showed significantly higher blood levels of
myogenic enzymes such as serum creatinine kinase (CK) than the other groups (p=0.01). In thigh MRI findings, despite
oedema in most cases in anti-SRP and anti-ARS groups, fascial oedema was identified only in the ARS group, frequently
in Jo-1 positive patients in particular. Moreover, gluteus maximus muscle lesions occurred more frequently in the
SRP group than in the ARS group (p=0.008).

Conclusion
A comparison of thigh MRI between anti-SRP myopathy and anti-ARS myositis showed different findings and lesion
sites reflecting the different pathophysiology that may contribute to their diagnosis.
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Introduction

Anti-signal recognition particle (anti-
SRP) antibody-positive necrotising my-
opathy (anti-SRP myopathy) is different
from dermatomyositis (DM) and is char-
acterised by necrosis without inflamma-
tory cell infiltration in muscle (1). In the
past decade, several reports have indicat-
ed that anti-aminoacyl-tRNA synthetase
(ARS) antibody-positive myositis (anti-
ARS myositis) is distinct from DM with
positivity for other antibodies, such as
TIF1-y, MDAS, Mi-2, NXP2, and SAE
(2-4). Characteristics of anti-ARS my-
ositis are considered relatively homoge-
neous, but the severity of myositis, dis-
tribution of interstitial lung lesions, and
distribution of eruptions differ among
individual patients with anti-ARS anti-
bodies (5, 6). The pathological features
of myositis and histopathological find-
ings in muscle also differ, depending
on the presence of individual anti-ARS
antibodies (4,7, 8).

Generally, despite an invasive proce-
dure with risks including wound infec-
tion, bleeding, and nerve damage, mus-
cle biopsy is informative and valuable
for the diagnosis of inflammatory mus-
cle disease (IIM) to exclude muscular
dystrophy and metabolic myopathy
(9). In contrast, magnetic resonance
imaging (MRI) is useful for the non-
invasive evaluation of muscle lesions
and to select the site of muscle biopsy.
Furthermore, it could be used to deter-
mine the efficacy of treatment (10, 11).
However, a few studies assessing the
relationship between the autoantibody
profile of IIM and muscle MRI findings
were documented, and many questions
still need to be answered (12, 13).

In this study, we investigated the char-
acteristics of thigh MRI findings in
patients with anti-SRP myopathy or
anti-ARS myositis. We found that the
MRI findings of patients with anti-SRP
myopathy and those with anti-ARS
myositis were different. Therefore, the
muscle MRI findings on the distribu-
tion of affected muscle groups and the
presence of fasciitis may discriminate
between the two diseases.

Materials and methods
FParticipant recruitment
Of newly diagnosed patients with poly-

myositis (PM) or DM and immune-me-
diated necrotising myopathy (IMNM)
fulfilled the 1992 and revised 2015
classification criteria for PM/DM by
the Japanese Ministry of Labor, Health
and Welfare, those who were admitted
to our department between April 2012
and December 2021, those who met the
eligibility criteria of positive for anti-
SRP or anti-ARS antibodies and MRI
of the thigh at the time of diagnosis
were included. In addition, all enrolled
patients were confirmed to meet the
2017 European League Against Rheu-
matism/American College of Rheuma-
tology classification criteria for adult
and juvenile 1IMs (14, 15). The age
range of enrolled patients was 20-94
years. Blood laboratory test results and
manual muscle testing (MMT) were
performed at the time of initial diagno-
sis. In addition, patients with anti-ARS
myositis were divided into two groups:
the anti-Jo-1 antibody-positive patients
(the Jo-1 group; n=11) and the non-an-
ti-Jo-1 antibody-positive patients (the
non-Jo-1 group; n=22). We compared
three groups, the anti-SRP myopathy
group, the Jo-1 group, and the non-Jo-1
group, with regard to patients’ clinical
features and findings on thigh MRI.
The analysis of fatty replacement and
muscle atrophy in MRI findings could
have been affected by old age, as well
as long disease duration. For this rea-
son, the data of 3 patients aged 80 years
or older were excluded from the analy-
sis of MRI findings. With regard to the
effect of disease duration, we evaluated
the MRI findings at the time of disease
onset. Almost all patients with a short
disease duration were registered in this
study. Therefore, we hypothesised that
disease duration had little effect on the
muscle MRI findings of the patients in
this study. This study was approved by
the Ethics Committee of the Univer-
sity of Miyazaki Hospital (approval no.
0-0192), and written informed consent
was obtained from all patients.

The assessment of

anti-ARS antibody profile

The antibodies against ARS were de-
tected by enzyme-linked immunosorb-
ent assay (ELISA) (MESACUP anti-
ARS test; MBL, Tokyo, Japan). This
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98 PM/DM and IMNM
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Fig. 1. Number of participants in SRP and ARS groups.
A total of 38 patients underwent thigh MRI. Of the 38 patients, five were positive for anti-SRP and 33 for anti-ARS autoantibodies. In the ARS group,
11 patients were Jo-1 positive and 22 patients were non-Jo-1 positive.

assay can reveal five different antibod-
ies, those against Jo-1, PL-7,PL-12,EJ,
and KS, but it cannot confirm the type
of anti-ARS antibody. We further in-
vestigated the autoantigen of anti-ARS
antibody by immunoblot assay (EU-
ROLINE; Cosmic Corporation, Tokyo,
Japan), which can confirm the presence
of antibodies against Jo-1, PL-7,PL-12,
EJ, and OJ.

MRI imaging

The femoral MRI examination was
performed by 3T MRI (MAGNETOM
Verio Dot Upgrade; Siemens, Ingenia
3T CX; Philips) and 1.5T (EXCELART
Vantage; Toshiba). The findings of T2-
weighted short-tau inversion recovery
(STIR) and T1-weighted (T1WI) of the
femoral muscle were analysed retro-
spectively. To evaluate muscle lesions,
the findings of MRI were classified into
oedema, fascial oedema, fatty replace-
ment, and atrophy (Fig. 2). Regard-
ing the lesion location of oedema and
fascial oedema, the femoral muscles
were classified into the external rotator
muscle group, gluteal, anterior com-
partment, medial compartment, and
posterior compartment (Supplementary
Table S1 and Fig. S1) (13, 16).
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Histopathological analysis

The histopathological findings in mus-
cle of the patients with anti-SRP myo-
pathy were compared with those of the
patients with anti-ARS myositis. Mus-
cle biopsy was performed as a diagnos-
tic examination in 4 patients with anti-
SRP myopathy and in 6 patients with
anti-ARS myositis. In most of these pa-
tients, the sites of muscle biopsy were
selected on the basis of MRI findings
in muscles. All muscle specimens were
stained with haematoxylin and eosin.

Statistical analysis

Statistical analyses were performed
using JMP Pro version 16 (SAS In-
stitute). To describe the participant’s
characteristics, median with inter-
quartile range (IQR) for continuous
variables and count with proportion
for categorical data were used. Group
comparison on age, duration of illness,
deviation enzyme values, inflamma-
tory biomarker levels, white blood cell
count, haemoglobin, and platelet count
between anti-SRP myopathy, Jo-1 and
non-Jo-1 groups was conducted using
the Kruskal-Wallis test. The sex ratio,
MMT, anti-nuclear antibody positivity,
interstitial lung diseases complication

ratio, Sjogren’s syndrome complica-
tion ratio, malignancy complication
ratio, prevalence ratio of muscular le-
sions, and biopsy findings between the
two or three groups were compared
using Fisher’s exact test. p<0.05 was
considered significant.

Results

The comparison of clinical

features of anti-SRP myopathy,
anti-Jo-1 antibody-positive

myositis, and non-anti-Jo-1
antibody-positive myositis

During the observational period, PM/
DM and IMNM were newly diagnosed
in 98 patients (Fig. 1). Of these 98
patients, 6 were positive for anti-SRP
antibody and 48 were positive for anti-
ARS antibody. Five patients with anti-
SRP myopathy and 33 with anti-ARS
myositis, who had undergone thigh
muscle MRI at the time of diagnosis,
were enrolled in the study. Of the ARS
group, 11 patients were positive for
anti-Jo-1 antibody; 10, for anti-PL-7
antibody; 6, for anti-EJ antibody; 3,
for anti-OJ antibody; and 1, for anti-
PL-12 antibody. Two patients had un-
known types of anti-ARS antibodies.
The background clinical characteris-
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Table I. Characteristics of patients with SRP and ARS.

SRP group (n=5) ARS group p-value
Jo-1 (n=11) Non-Jo-1 (n=22)
Age, years (IQR) 39 (20-50) 44 (35-63) 56.5 (44.8-67.3) 0.248
Female, no. (%) 4 (80) 6 (54.5) 19 (86.4) 0.154
Duration of illness, months (IQR) 3 (1-4) 2 (1.5-3) 3 (2-5.8) 0.344
MMT
Iliopsoas (IQR)* 4 (4-5) 4 (4-5) 4 (4-5) 0.571
Quadriceps (IQR)" 4 (4-5) 5 (4.25-5) 4.5 (4-5) 0.757
Hamstring (IQR)¢ 4.5 (4-5) 5 (4-5) 5 (4-5) 0.581
Creatinine kinase (U/L) (IQR) 4315 (2,597-9,668) 1,800 (1,038-2,859) 699.5 (171-2,150) 0.010
Aldolase (U/L) (IQR)! 176.5 (88.6-184.3) 77.7 (46.9-108.4) 39.2 (19.8-76.7) 0.037
AST (IU/L) (IQR) 129 (128-214) 75 (44-101) 48 (29.5-73.8) 0.061
ALT (IU/L) (IQR) 121 (104-209) 68 (37.5-118) 39 (23-67) 0.086
LDH (IU/L) (IQR) 784 (631-1,435) 465 (378-589.5) 447.5 (293.5-494.8) 0.076
CRP (mg/dL) (IQR) 0.05 (0.02-0.22) 0.39 (0.13-1.47) 0.64 (0.12-1.45) 0.105
White blood cell count (/uL) (IQR) 6,600 (5,700-7,200) 10,000 (7,050-12,100) 8,750 (6,000-13,500) 0.240
Haemoglobin (g/dL) (IQR) 13.2 (12,9-14.3) 13.1 (12.5-14.4) 13.0 (11.3-13.8) 0.409
Platelet count (x10%/uL) (IQR) 244 (18.7-26.2) 274 (23.3-32.3) 31.1 (21.5-38.9) 0.351
ANA positive, no. (%) 5 (100) 8 (72.7) 19 (86.4) 0.450
ILD, no.(%) 3 (60) 11 (100) 19 (86.4) 0.088
Malignancy, no. (%) 0 1 (9.1) 2 (9.1) 1.000
Bladder Cervical, oesophageal
SS, no. (%) 1 (20) 4 (364) 8 (364) 0.896

Values are expressed as medians interquartile range (IQR). Percentages (%) are calculated based on total number of patients in each group unless indicated
otherwise. SRP: anti-signal recognition particle; ARS: anti-aminoacyl-tRNA synthetase; MMT: manual muscle testing: AST: aspartate transaminase; ALT:
alanine transaminase; LDH: lactate dehydrogenase; CRP: C-reactive protein; ANA: anti-nuclear antibody; ILD: interstitial lung disease; SS: Sjogren’s

syndrome.

“Data available in 5 and 10, 19 patients of SRP and Jo-1, non-Jo-1 groups, respectively.
®Data available in 5 and 10, 21 patients of SRP and Jo-1, non-Jo-1 groups, respectively.
‘Data available in 4 and 11, 20 patients of SRP and Jo-1, non-Jo-1 groups, respectively.
dData available in 5 and 10, 20 patients of SRP and Jo-1, non-Jo-1 groups, respectively.

tics of the patients are shown in Table
I. There were no inter-group differenc-
es in terms of the age of disease onset
and duration of illness. Blood levels
of myogenic enzymes such as CK and
aldolase were significantly high in the
anti-SRP myopathy group compared
with the anti-ARS myositis group
(CK: p=0.01, aldolase: p=0.037). In
addition, the blood levels of CK and
aldolase in the Jo-1 group were higher
than in the non-Jo-1 group. The lev-
els of CRP showed a tendency to be
higher in anti-ARS myositis group
than in the anti-SRP myopathy group.
The MMT score tended to be lower in
the anti-SRP myopathy group in the
quadriceps femoris and femoral flexor
muscles. Interstitial lung disease was
observed in 60% of the anti-SRP myo-
pathy group, 100% of the Jo-1 group
and 86.4% of the non-Jo-1 group. Only
three patients had malignant tumours
(cervical, oesophageal, bladder) in the
anti-ARS myositis group.
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Table II. MRI findings between patients with SRP and those with Jo-1, non-Jo-1 group.

SRP group (n=5) ARS group p-value

Jo-1 (n=11) Non-Jo-1 (n=22)
Oedema, no. (%) 4 (80) 9 (81.8) 10 (45.5) 0.089
Fascial oedema, no. (%) . 0 6 (54.6) 3 (13.6) 0.020
Fatty replacemenbt, no. (%) 0 0 4 (18.2) 0.322
Atrophy, no. (%) 0 0 2(9.1) 0.656

SRP: anti-signal recognition particle; ARS: anti-aminoacyl-tRNA synthetase; MRI: magnetic resonance

image.

3 patients over 80 years old were excluded (1 patient in SRP, 1 patient in Jo-1, 1 patient in non-Jo-1 group).
3 patients over 80 years old were excluded (1 patient in SRP, 1 patient in Jo-1, 1 patient in non-Jo-1 group).

MRI findings of thigh muscles

between patients with anti-SRP
myopathy, anti-Jo-1 antibody-positive
myositis, and non-anti-Jo-1
antibody-positive myositis

Thigh MRI showed oedema in most
patients of anti-SRP myopathy and
anti—Jo-1 myositis (Table II). Howev-
er, fascial oedema was found more fre-
quently in the anti-Jo-1 myositis group
than in the other groups (p=0.02). None
of the patients in the anti-SRP myopa-

thy group presented with fascial oede-
ma of thigh MRI. Fatty replacement
and atrophy were found only in the
non-Jo-1 group. One patient who was
positive for anti-OJ antibody presented
with fatty replacement and atrophy as
thigh MRI findings. Regarding sites of
appearance on MRI findings, oedema
and fascial oedema were widespread
over multiple compartments but were
more frequent in the buttocks, such as
the gluteus maximus muscle in anti-
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Table III. Differences of oedema and fascial oedema compartments between patients with

SRP and those with Jo-1, non-Jo-1 group.

SRP group (n=4) ARS group p-value

Jo-1 (n=10) Non-Jo-1 (n=11)
Lat. rot. group, no. (%) 2 (50) 5 (50) 4 (36.4) 0.869
Gluteal, no. (%) 4 (100) 1 (10) 3 (27.3) 0.008
Anterior, no. (%) 3 (75) 9 (90) 9 (81.8) 0.804
Medial, no. (%) 2 (50) 2 (20) 6 (54.5) 0.273
Posterior, no. (%) 2 (50) 3 (30) 4 (36.4) 0.864

SRP: anti-signal recognition particle; ARS: anti-aminoacyl-tRNA synthetase; Lat. rot. group: lateral

rotator group.

SRP myopathy group, than in the anti-
ARS myositis group (p=0.008) (Table
III). In the anti-ARS myositis group,
more findings were observed in the
anterior compartment than in the other
compartments (Fig. 2).

The comparison between muscle
biopsy findings and MRI findings

in anti-SRP myopathy and

anti-ARS myositis

Table IV summarises the pathologi-
cal and MRI findings for muscles in
patients with anti-SRP myopathy and
those with anti-ARS myositis. Patho-
logical features of anti-SRP myopathy
included fibre necrosis, fibre degen-
eration, and macrophage infiltrations;
these were not observed in patients
with anti-ARS myositis. In contrast,
perimysial or perivascular lymphocyte
infiltrations were observed in patients
with anti-ARS myositis. Both perimy-
sial and perivascular lymphocyte infil-
trations in muscles were observed in
2 patients with anti-ARS myositis in
whom fascial oedema was observed on
thigh MRI.

Discussion

As anti-SRP myopathy is rare, there
are many unclear clinical features com-
pared to anti-ARS myositis. Among
anti-ARS myositis, anti-Jo-1 myositis
is reported to have higher serum CPK
levels than another anti-ARS myositis
(2). In addition, serum CPK levels of
anti-SRP myopathy are reported to sig-
nificantly increase compared to those
of anti-ARS myositis (6). In this study,
as in previous reports, the serum CPK
level in anti-SRP myopathy was higher
than that in anti-ARS myositis, and the
serum CRP level in anti-SRP myopa-
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thy was within the reference range.
Furthermore, Allenbach et al. reported
that anti-SRP myopathy is less associ-
ated with malignant tumours than PM/
DM and anti-HMGCR antibody-posi-
tive necrotising myopathy (17). In this
study, malignant tumours were con-
firmed in three patients with anti-ARS
myositis, whereas no cases with malig-
nant tumours were observed in the SRP
group at the time of the diagnosis and
consistent with previous reports.

In a report analysing 41 patients with
anti-SRP myopathy, 34 patients (83%)
had muscle weakness in the lower
extremities, including the thighs (2).
Similarly, in a report analysing 51 pa-
tients with anti-ARS antibody-positive
DM, muscle weakness was observed
in the lower extremities, including the
thigh, in 34 patients (67%) (6). There-
fore, using MRI to evaluate the thigh
muscle, which is typically affected by
muscular lesions, seems to be appropri-
ate to evaluate muscle lesions and their
distribution in anti-SRP myopathy and
anti-ARS myositis. Muscle MRI find-
ings in anti-SRP myopathy indicate
more oedema and fatty replacement
than other IIM (4), suggesting that this
may reflect muscle cell oedema due to
cell membrane disruption, like neuro-
logical disorders such as Duchenne
muscular dystrophy. In addition, fatty
replacement may reflect an increase
in connective tissue in the muscle. In
this study, fewer cases showed fatty re-
placement compared to oedema. Fatty
replacement is a frequent MRI finding
in anti-SRP myopathy with a long dis-
ease duration of 2 years or more (11).
As this study analysed the MRI images
at the time of diagnosis, there were
many cases with short disease duration

in which muscle lesions did not pro-
gress to fatty replacement in patients
with anti-SRP myopathy. However, in
1 patient who was positive for anti-OJ
antibody, thigh MRI revealed fatty re-
placement and atrophy, although the
disease was of new onset. Anti-OJ
antibody-positive myositis was re-
ported to manifest with severe muscle
involvement and a high prevalence of
diffusely distributed necrotic or de-
generating fibres in muscle tissues (4).
Anti-OJ antibody-positive myositis has
been reported to have features similar
to those of IMNM (4). In our study, it
is possible that MRI findings of muscle
atrophy were observed early after onset
in anti-OJ antibody-positive patients;
however, verification of the clinical
features in more anti-OJ antibody-
positive patients is necessary. It has
also been reported that MRI findings
of DM show fascial oedema reflecting
perifascial microvasculitis (18), which
was consistent with our findings. Tago
et al. reported that lesions of anti-SRP
myopathy tend to appear in the external
rotator muscles and the buttocks (13).
Additionally, the muscle damage of
IMNM was predominantly located at
lumbar and pelvic femoral region (19).
Andersson et al. reported that anti-ARS
antibody-positive DM tends to develop
lesions in the anterior compartment
(20). The distribution of muscle lesions
in anti-SRP myopathy, and anti-ARS
myositis in this study was also consist-
ent with those in previous reports. The
pathogenesis of anti-SRP myopathy is
thought to occur when SRP is presented
as an antigen on the muscle cell mem-
brane and binds to anti-SRP antibodies
to induce the membrane attack com-
plex, resulting in muscle cell necrosis
(21). The difference in the pathophysi-
ology between anti-SRP myopathy,
characterised by muscle necrosis, and
anti-ARS myositis characterised by
fasciitis and vasculitis, may affect the
sites of the muscle lesion observed on
muscle MRI. However, the mechanism
of the distribution of muscle lesions in
both diseases remains unclear.

In patients with anti-SRP myopathy,
pathological findings included myone-
crosis with poor lymphocyte infiltration.
Anti-SRP myopathy has been clinically
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Fig. 2. Comparison of the MRI findings of anti-SRP myopathy and anti-ARS myositis.

Examples of the thigh MRI findings. (A) Short-tau inversion recovery (STIR) sequences showing
oedema and (B) fascial oedema. (C) T1-weighted (TIWI) sequences showing fatty replacement and
(D) atrophy. (E) In SRP myopathy, oedema (arrow heads) was common in the gluteal groups, and no
fascial oedema was observed. (F) In anti-ARS myositis, oedema (yellow arrows) and fascial oedema
(arrow) were common in the anterior groups.
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characterised by marked elevation of
myogenic enzymes and severe muscle
weakness (22). Our histopathological
analysis of muscles revealed fibre ne-
crosis and no lymphocyte infiltration in
patients with anti-SRP myopathy, and
blood myogenic enzyme levels were
higher and muscle weakness was more
marked in anti-SRP myopathy than in
anti-ARS myositis; these findings are
consistent with those previously report-
ed. In contrast, pathological findings
in muscles of patients with anti-ARS
myositis are associated mainly with
lymphocytic infiltration around muscle
fibres and in the perimysium (23). In
patients with anti-SRP myopathy, the
observation of muscle oedema on MRI
may correspond to the muscle necrosis
and degeneration noted in pathological
assessment. In addition, fascial oedema
noted on MRI, which was often ob-
served in patients with anti-Jo-1 my-
ositis, may correspond to lymphocyte
infiltration around the fascia and blood
vessels that is noted in muscle patho-
logical assessment. In fact, lymphocyte
infiltration was observed around mus-
cle fascicles and blood vessels in the
muscle tissue of patients with anti-ARS
myositis who exhibited myofascial
oedema on MRI. Together, these results
suggest that the sites of thigh lesions in
anti-SRP myopathy differ from those in
anti-ARS myositis, and MRI findings
in muscle may be used to infer patho-
logical findings in muscle, which may
be useful in diagnosing inflammatory
myopathy.

This study has several limitations.
First, the study was conducted in a
small number of cases at a single in-
stitution. Second, muscle MRI findings
were retrospectively collected from ra-
diologists’ reports, and rheumatologists
independently evaluated MRI findings,
but clinical information about muscle
disease may have contributed to inter-
pretation bias. In the future, it will be
necessary to standardise MRI imag-
ing conditions and interpret the MRI
findings by using a blinded method at
multiple centres. Third, we analysed
images obtained between 2012 and
2021 with MRI machines with differ-
ent resolutions (3 Tesla and 1.5 Tesla),
and we could not rule out the influence

Clinical and Experimental Rheumatology 2024
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Table IV. Muscle biopsy and MRI findings between patients with SRP and those with ARS.

SRP (n=4)* ARS (n=6)" p-value

Biopsy findings
Fibre necrosis, no. (%) 2 (50) 0 0.133
Fibre degeneration, no. (%) 2 (50) 1 (16.7) 0.500
Macrophage infiltration , no. (%) 3 (75) 1 (16.7) 0.191
Lymphocyte infiltration

perimysium, no. (%) 0 2 (333) 0.467

perivascular, no. (%) 0 2 (33.3) 0.467
MRI findings
Oedema, no. (%) 3 (75 5 (83.3) 1.000
Fascial oedema, no. (%) 0 3 (50) 0.200
Fatty replacement, no. (%) 0 1 (16.7) 1.000
Atrophy, no. (%) 0 1 (16.7) 1.000

SRP: anti-signal recognition particle; ARS: anti-aminoacyl-tRNA synthetase; MRI: magnetic resonance

imaging.

2 patients had biopsies from the upper arm and 2 from the thigh.
°] patient had biopsies from the upper arm and 5 from the thigh.

of these differences on the MRI find-
ings in muscle. Fourth, the analysis
was performed in a patient population
in which disease duration from the time
of onset was relatively short, inasmuch
as the myopathy was newly diagnosed.
However, the duration of disease var-
ied from 1 month to 12 months. Future
studies on MRI findings in the early
stage of disease onset are needed be-
cause some myopathies may develop
rapidly with MRI findings such as fatty
replacement and atrophy.

Conclusion

This comparative study was conducted
using the clinical characteristics and
femoral MRI findings at the time of di-
agnosis of anti-SRP myopathy or anti-
ARS myositis. The sites of muscle le-
sions differed between the two disease
groups. Moreover, fascial oedema,
suggestive of fasciitis, was more fre-
quently observed in patients with anti-
ARS myositis, in particular anti-Jo-1
antibody-positive myositis, whereas
oedema reflecting muscle necrosis
was commonly observed in patients
with anti-SRP myopathy. Muscle MRI
findings of the two diseases reflect the
differences in pathological conditions
such as muscle necrosis and muscle
tissue damage due to myositis. Addi-
tionally, such differences in MRI find-
ings may be useful in diagnosing these
diseases, although further confirmatory
studies are necessary in a more signifi-
cant number of cases.
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