
Acta Clin Croat, Vol. 62, No. 4, 2023714

Acta Clin Croat 2023; 62:714-723

doi: 10.20471/acc.2023.62.04.18

Review

MUSCULOSKELETAL MANIFESTATIONS OF SYSTEMIC 
LUPUS ERYTHEMATOSUS

Ljiljana Smiljanić Tomičević, Marko Barešić, Miroslav Mayer and Branimir Anić

Division of Clinical Immunology and Rheumatology, Department of Internal Medicine, University of Zagreb, 
School of Medicine, Zagreb University Hospital Center, Zagreb, Croatia

Introduction
Systemic lupus erythematosus (SLE) is a system-

ic connective tissue disease of complex autoimmune 
etiology that affects almost every organ system. Not 
all organ systems are affected with the same intensity. 
Disease severity can vary from a cosmetic problem to a 
life-threatening condition1. Musculoskeletal symptoms 
(most commonly arthralgia, arthritis, and myalgia) are 
among the most common and earliest SLE manifes-
tations. According to various studies, musculoskeletal 
manifestations occur in 69%-95% of SLE patients, in 
60% of patients during relapses, and as the initial symp-

tom in as many as 50% of patients2,3. Despite not being 
the most severe SLE manifestations, the musculoskele-
tal system involvement significantly affects the patient’s 
quality of life, seriously affects functioning in daily activ-
ities, and leads to an incapacity to work4,5. It is estimated 
that almost two-thirds of SLE patients have occasional 
or permanent inability to perform certain activities at 
home or work, mostly due to decreased muscle strength 
and pain caused by activity. In recent studies evaluat-
ing subgroups of SLE patients and mortality, the group 
with arthritis as the main symptom of the disease (in 
addition to using higher doses of glucocorticoids and 
immunosuppressants) was also associated with poorer 
outcomes6,7. Musculoskeletal damage, in addition to 
damage to the cardiovascular system, is also significant-
ly associated with increased mortality in patients with 
SLE, and it is of great importance to prevent their de-
velopment on time6. 
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SUMMARY – Systemic lupus erythematosus (SLE) is a multisystem autoimmune disease that 
most commonly affects the young, working, female population. Musculoskeletal manifestations are 
one of the most prevalent and presenting features in SLE. Arthralgia, myalgia, non-erosive arthritis, 
myositis but also tenosynovitis and enthesitis are present in more than 90% of SLE patients. Although 
not considered very severe SLE manifestations, they significantly affect the patient’s quality of life 
and daily functioning. Clinical assessment of joints, tendons, entheses, and muscles is still the gold 
diagnostic standard. There are many radiological imaging methods, i.e., classic radiograms, ultrasound, 
bone scintigraphy, and magnetic resonance imaging that provide morphological information regard-
ing damage and activity of musculoskeletal diseases in SLE and other rheumatic diseases. Musculo-
skeletal ultrasound stands out as an accessible and affordable method. Recognizing musculoskeletal 
manifestations may help establish an early diagnosis of SLE and assess disease activity, thus leading 
to early initiation of treatment and preventing chronic and irreversible changes with a beneficial effect 
on the quality of life.
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In recent years, thanks to the availability of newer 
imaging techniques to assess tendon and joint changes, 
an approach to defining and characterizing these man-
ifestations in SLE is changing. It is essential to accu-
rately assess joint disease to make it easier for physicians 
to diagnose SLE earlier and open up space for treat-
ment. Ozbek et al. showed that despite musculoskeletal 
symptoms being the most often presenting symptoms 
in SLE patients, an accurate diagnosis of SLE was made 
in the first three months of the disease in only 27% of 
patients who presented those symptoms8. In contrast, if 
the initial presentation was with other symptoms such 
as butterfly rash or pericarditis, the diagnosis was made 
much earlier. Delaying diagnosis may have further im-
pact on patient morbidity and mortality9. 

Clinical Presentation
Musculoskeletal symptomatology in SLE includes 

arthralgia, arthritis, myalgia, and myositis. Joint in-
volvement in SLE is clinically highly heterogeneous, 
with a variety of phenotypes, from inflammatory ar-
thralgia to severe erosive arthritis10. The most common 
clinical manifestation of joint involvement in SLE is 
transient or migratory inflammatory arthralgia, usual-
ly of the small hand joints, wrist joints, and knees. It 
may be accompanied by morning stiffness11. The use 
of newer imaging techniques such as musculoskel-
etal ultrasound (MSUS) in a group of patients with 
arthralgia revealed a ‘hidden’ subclinical synovitis in 
some patients12. 

van Vugt et al. defined three main types of arthrop-
athy in SLE depending on the evidence and degree 

of deformity and the presence or absence of erosive 
changes on classic radiographs. These are non-de-
forming, non-erosive arthritis, Jaccoud arthropathy, 
and rhupus syndrome, a rare coexistence of SLE and 
rheumatoid arthritis (RA)13. Lupus arthritis in most 
patients has mild and non-deforming course, is usu-
ally transient, migratory and, reversible. Typical pre-
sentation is symmetric, non-erosive polyarthritis of 
small hand joints, wrists, and knees with associated 
morning stiffness. Patients may also have significant-
ly more severe arthropathy that can lead to functional 
disability. Jaccoud’s arthropathy, which affects 3%-13% 
of patients, is associated with longer disease duration. 
It is a form of chronic deforming lupus arthritis that 
occurs due to the ligament and joint capsule weaken-
ing and subluxation of the joints, especially hands and 
feet2,10. Deformities can mimic those in RA; however, 
unlike RA, they can be corrected but often also cause 
functional limitations and affect the patient’s quality 
of life2. The classic definition of Jaccoud’s arthropa-
thy includes the absence of bone erosions on classic 
radiograms. However, using more sensitive imaging 
methods, the presence of erosions can be verified in 
about 20% of patients with Jaccoud’s arthropathy14,15. 
Predictors of the development of erosive arthritis in 
SLE are poorly understood to date. Less than 5% of 
patients can also develop erosive arthritis similar to 
RA. Patients who meet the classification criteria for 
both diseases, RA and SLE, have a rare overlap syn-
drome called rhupus, with a prevalence of 0.01%-2% 
of SLE patients16 (Fig. 1). 

Synovial effusion in SLE patients is usually trans-
parent, with signs of mild inflammation, low levels of 

Fig. 1. Hands of the patient with rhupus: (a) typical hand arthritis; (b) x-rays. 



protein, and leukocytes, similar to transudate2. Anti-
nuclear antibodies (ANA) and lupus erythematosus 
(LE) cells can be found in the synovial fluid. Histo-
pathologic changes of the synovium are nonspecific, 
with fibrin-like surface deposits and local or diffuse 
proliferation of synovial cells2. 

Periarticular structures can also be affected by in-
flammation, so tendinitis and tenosynovitis are de-
scribed in patients with SLE, which can sometimes be 
the only cause of pain and instability in these patients. 
Thanks to newer diagnostic methods of MSUS and 
magnetic resonance imaging (MRI), it is evident that 
tendon and joint capsule involvement is significantly 
more common than previously thought14. Tenosyno-
vitis was found mostly in finger flexor tendons and 
hand extensor tendons, even in clinically asymptom-
atic patients17. Recent ultrasound studies also showed 
the involvement of entheses, which have not tradition-
ally been considered the site of inflammation in SLE 
patients18. In a study by Di Matteo et al., as many as 
67% of patients had at least one pathologic change on 
lower extremity entheses, primarily changes suggestive 
of active enthesitis, significantly more than healthy 
controls18. 

Muscle pain (myalgia) or muscle weakness is fre-
quent in patients with SLE, appearing in more than 
half of patients. In contrast, true myositis in SLE is 
relatively rare, with a published prevalence of 4%-
16%19. Although it is not placed in either the Amer-
ican College of Rheumatology (ACR) or Systemic 
Lupus International Collaborating Clinics (SLICC) 
classification criteria, myositis in SLE can sometimes 
have a severe clinical course. Myositis activity usually 
correlates with disease activity and survival. To make 
a proper diagnosis of myositis, besides clinical pic-
ture and elevated serum creatine kinase, it is manda-
tory to have a histopathologic diagnosis. Perivascular 
and perifascicular infiltrates with mononuclears are 
found in muscle biopsy in 25% of patients. In addi-
tion to the underlying disease, muscle weakness can be 
drug-induced; both glucocorticoids and antimalarials 
can cause myopathy20. The prevalence of sarcopenia is 
increased in patients with SLE, which indicates a de-
crease in muscle mass and function21. The clinical im-
portance of sarcopenia is that it affects mortality and 
causes patient disability. 

In addition to musculoskeletal manifestations re-
lated to disease activity, there are also manifestations 
of long-term damage caused by prolonged glucocor-

ticoid therapy, such as osteoporosis, osteoporotic bone 
fractures, and avascular bone necrosis. Osteoporot-
ic fractures are common in SLE patients, leading to 
worsening morbidity and mortality and contributing 
to social and economic burden of the disease, especial-
ly hip fracture. The prevalence of osteoporotic fractures 
in SLE is high, as much as 29.2%22. According to the 
results of a recently published study, patients with SLE 
have a high risk of developing osteoporotic fractures 
even when their value of bone mineral density falls 
in the category of osteopenia22. Standard internation-
al calculator for assessing the risk of bone fractures, 
Fracture Risk Assessment Tool (FRAX), also underes-
timates the risk in SLE patients, even when adjusted 
for age and glucocorticoid treatment, which prevents 
timely application of preventive therapy in these pa-
tients.

The prevalence of symptomatic avascular necrosis 
in SLE patients is 9%, and of asymptomatic (verified 
by MRI) 29%, with femoral head being the most com-
mon localization23. According to a recently published 
meta-analysis, high-dose glucocorticoid therapy, pulse 
therapy, and the maximum and cumulative dose of 
glucocorticoids are associated with avascular necrosis 
development. In contrast, glucocorticoid therapy du-
ration does not affect the occurrence of avascular bone 
necrosis23.

Tendon ruptures are rare, and in SLE patients, 
most of them are associated with glucocorticoid ther-
apy and trauma. The Achilles and patellar tendons are 
most often affected by tendon rupture24. 

Musculoskeletal System in Classification Criteria 
and Disease Activity Indices

Joint involvement was introduced into the classi-
fication criteria in 1971 and was retained in later ver-
sions25,26. In these classifications, musculoskeletal sys-
tem involvement was defined as “non-erosive arthritis 
involving two or more peripheral joints, characterized 
by pain, swelling or effusion”25,26. Newer SLICC clas-
sification criteria from 2012 have expanded the defi-
nition of joint involvement to include also arthralgia 
with joint stiffness with a duration of more than 30 
minutes27. The changes include arthritis, where the 
term “nonerosive” has been excluded, considering that 
lupus arthritis may also be an erosive disease. In the 
latest 2019 EULAR/ACR criteria, the definition of 
synovitis has not changed28. The musculoskeletal sys-
tem involvement carries six additional points out of 10 
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total points required for disease classification. Differ-
ent definitions of joint involvement in various disease 
classification criteria are shown in Table 1. 

Assessment of SLE disease activity is still a chal-
lenge for clinicians due to the wide range of mani-
festations, and adequate assessment of musculoskel-
etal system activity is no exception. In the validated 
indices for measuring disease activity (SLEDAI 2K, 
ECLAM, BILAG), joint involvement is measured 
differently, but all indices consider clinical assessment 
of arthritis30-32. Their main complaint is the inability 
to record changes in individual organ systems (in-

cluding musculoskeletal) over time and to determine 
the severity of changes, as total points mask this. The 
only index that differentiates the severity of changes 
in a particular system is BILAG 2004. However, the 
study that initially validated the BILAG 2004 index 
showed that the index reliability in the musculoskel-
etal system was insufficient and that most differenc-
es among physicians were in scoring musculoskele-
tal system activity, especially the degree of arthritis 
present32. Different definitions of musculoskeletal 
involvement in different indices to assess disease ac-
tivity are shown in Table 2.
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Table 1. Definitions of joint involvement in different systemic lupus erythematosus classifications criteria 

Classification criterion Definition of joint involvement

ACR 1971 Arthritis without deformity (involving 1 or more peripheral joints) 

ACR 1982 Nonerosive arthritis involving 2 or more peripheral joints, characterized by tenderness, swelling, 
or effusion 

ACR 1997 Nonerosive arthritis involving 2 or more peripheral joints, characterized by tenderness, swelling, 
or effusion

SLICC 2012 Synovitis involving 2 or more joints, characterized by swelling or effusion OR 
tenderness in 2 or more joints and thirty minutes or more of morning stiffness

EULAR/ACR 2019 Synovitis involving 2 or more joints, characterized by swelling or effusion OR 
tenderness in 2 or more joints and thirty minutes or more of morning stiffness

Adopted from:25,26,28,29

ACR = American College of Rheumatology; SLICC = Systemic Lupus International Collaborating Clinics; EULAR = European League 
Against Rheumatism

Table 2. Definitions of musculoskeletal involvement in the most commonly used indices of disease activity

Activity index Definition of musculoskeletal involvement Time (days) Points
BILAG 2004 Arthritis (severe)

Arthritis (moderate)/tendonitis/tenosynovitis
Arthritis (mild)/arthralgia/myalgia

28 Improved, same, 
worse, new

SLEDAI 2K Arthritis ≥2 joints with pain and signs of inflammation 
(tenderness, swelling, or effusion) 30/10 4

ECLAM 

Any of the following: 
non-erosive arthritis involving at least 2 peripheral joints 
(wrist, metacarpophalangeal or proximal, interphalangeal 
joints);
new onset or worsening of specific localized pain 
without objective symptoms in at least two peripheral 
joints

28 1

Adapted from:30-32

BILAG = British Isles Lupus Assessment Group; SLEDAI = Systemic Lupus Erythematosus Disease Activity; ECLAM = European 
Consensus Lupus Activity Measurement



Diagnostics
Radiological diagnostics in SLE has been evolving 

in recent years, especially newer imaging methods such 
as ultrasonography and MRI. Conventional radiolog-
ical examination of the joints provides data on bone 
structure while giving very little data on the surround-
ing soft tissue (Fig. 2). Joint changes in a patient with 
SLE visible on conventional radiographs include jux-
ta-articular osteopenia, periarticular soft tissue swell-
ing, joint space narrowing, cysts, joint subluxations 
such as ulnar subluxation of metacarpophalangeal 
joints, and very rarely erosions33. 

Computed tomography is an excellent method for 
diagnosing and assessing bone changes. However, a 
large amount of radiation limits its routine use. Vari-

ous imaging techniques including Doppler ultrasound, 
MRI, and scintigraphy can be used to detect increased 
flow in inflamed synovium tissue34 (Fig. 3). The choice 
of an appropriate technique depends on several factors, 
the pathology we expect, examiner’s experience, avail-
ability of techniques, and their specific advantages, dis-
advantages, and contraindications.

Magnetic resonance imaging is a multiplanar, 
non-ionizing, noninvasive, high-resolution imaging 
method. It can show both bone and soft tissue struc-
tures and is very sensitive in detecting joint changes, 
so it has become the reference method in assessing 
inflammatory joint disease35. It is the only imaging 
method showing bone marrow edema, a feature that 
is strongly associated with disease activity and pro-
gression36. MRI allows assessment of active inflamma-
tion of peripheral joints detecting effusions, synovitis, 
bone marrow edema, structural lesions such as joint 
surface damage, and cortical bone erosions37. It also 
allows assessment of tenosynovitis and enthesopathy, 
qualitative and quantitative measurements of active 
inflammation and chronic joint damage, and diagnosis 
of complications such as fractures and avascular bone 
necrosis37. Early inflammatory features of soft tissues 
(joints, tendon sheaths, bursae, muscles) that cannot 
be seen on radiographs or with ultrasound or their ul-
trasound assessment is limited (such as hip and gleno-
humeral joints) may be visible on MRI. The possible 
indications for the use of MRI in inflammatory rheu-
matic diseases include early diagnosis, confirmation of 
active inflammation and very early structural changes, 
monitoring of disease and response to therapy, and 
identification of disease complications, in particular 
avascular necrosis. False-positive findings are encoun-
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Fig. 2. Imaging technique: x-rays of the hands.

Fig. 3. Imaging techniques: (a) ultrasound + power Doppler; (b) magnetic resonance imaging; (c) scintigraphy.
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tered in some cases38. MRI is not applicable in many 
patients due to the long duration of the examination, 
high cost, limited availability, the need to use contrast to 
increase the examination specificity, and contraindica-
tions in some patients39.

High-resolution musculoskeletal ultrasound with 
power Doppler is a useful noninvasive diagnostic tech-
nique for assessing and monitoring pathologic changes 
in joints, tendons, and entheses, especially in assessing 
joint or tendon synovitis and cartilage and bone dam-
age40. Several studies have shown that MSUS with 
power Doppler and MRI is more sensitive than clinical 
examination in detecting synovitis, especially in large 
joints such as the shoulder and knee41-43. A study com-
paring MSUS with MRI and radiographs of the hands 
and feet of patients with psoriatic arthritis and RA 
showed a good correlation between MSUS and MRI 
in the described bone changes and synovitis in RA and 
psoriatic arthritis patients42. Although ultrasound has 
been proven to be a useful diagnostic method in various 
inflammatory rheumatic diseases, it is still rarely used 
in everyday practice to evaluate patients with SLE44,45. 
Existing studies in SLE ultrasound indicate a high 
prevalence of joint and tendon inflammatory chang-
es in lupus patients, even in patients with very mild 
symptoms on clinical examination46. Recent ultrasound 
studies have also shown the involvement of entheses, 
which have not traditionally been considered the site of 
inflammation in SLE patients18. Interestingly, bone ero-
sions were verified by ultrasound in patients with SLE 
who do not have rhupus syndrome, e.g., in patients with 
non-deformable non-erosive arthropathy and Jaccuod’s 
arthropathy, which were previously considered non-ero-
sive diseases46. Recent MSUS studies in SLE suggest 
that clinical examination and laboratory testing are not 
sufficient for early diagnosis and follow-up of musculo-
skeletal involvement in SLE, considering a surprisingly 
high prevalence of subclinical synovitis and tendini-
tis47,48. So, the research supports the use of ultrasound 
as a more sensitive method for diagnosing and assessing 
the severity and prognosis of joint disease in order to 
classify patients better and avoid the risk of underesti-
mating subclinical joint inflammation.

Treatment of Musculoskeletal Manifestations in 
Systemic Lupus Erythematosus

Treatment of musculoskeletal manifestations in 
SLE depends on the severity and type of manifesta-
tions. However, there are not enough high-quality data 

to guide therapeutic decisions. Controlled clinical trials 
in SLE have focused chiefly on lupus nephritis, usually 
without analyzing non-renal manifestations. 

Antimalarials (chloroquine/hydroxychloroquine 
(HCQ)) are the most important drugs for treating SLE 
and inflammatory arthralgias, but patients with more 
severe arthritis often need additional medications. The 
recommended daily dose of HCQ should not exceed 5 
mg/kg actual body weight, and periodic eye examina-
tion (baseline, after five years and yearly after that, in the 
absence of retinal findings) should be performed by one 
of the newer screening techniques recommended by the 
American Academy of Ophthalmology49. Nonsteroidal 
anti-inflammatory drugs (NSAIDs) may be the drugs 
of choice for milder forms of arthritis, taken as need-
ed or regularly in daily anti-inflammatory doses several 
days in a row. NSAIDs should be prescribed careful-
ly, taking into account their known cardiovascular and 
renal side effects. Glucocorticoids can be administered 
locally intra-articular in case of mono- or oligoarthritis. 
Acute worsening of joint symptoms can be treated with 
short-term administration of oral or parenteral glu-
cocorticoids. Prolonged treatment with high doses of 
glucocorticoids should be avoided to prevent long-term 
side effects such as diabetes mellitus, osteoporosis, iat-
rogenic Cushing’s syndrome. More potent drugs should 
be included for persistent, severe forms of arthritis, es-
pecially where antimalarial therapy HCQ is insufficient 
or inadequate and requiring an unacceptable dose of 
prednisone. 

Disease-modifying anti-rheumatic drugs 
(DMARDs) should be prescribed and combined 
with a previously given treatment. The DMARDs are 
slow-acting drugs, and their effect must be evaluated 
after two or three months of continuous taking. Meth-
otrexate (MTX) is the drug of choice for severe arthri-
tis, considering its effectiveness in treating rheumatoid 
arthritis and evidence for using MTX in non-renal 
SLE based on high-quality studies50,51. The experience 
with leflunomide in SLE arthritis is mainly based on 
case reports, with only one clinical trial with a small 
number of patients evaluating its efficacy in extra-re-
nal manifestations (only four patients with arthritis in 
the leflunomide group)52. In cases of treatment failure 
or intolerance, mycophenolate mofetil (MMF), myco-
phenolate sodium (MPS), or azathioprine (AZA) may 
be considered as an alternative treatment in refractory 
to standard of care cases in non-renal manifestations in 
SLE, and steroid-sparing drugs53-55. A recent random-
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ized study comparing MPS and AZA in patients with 
non-renal SLE, with a high percentage of patients with 
musculoskeletal lupus, showed that MPS was superior 
to AZA in achieving long-term clinical remission and 
preventing relapse in patients with active non-renal lu-
pus disease56. Both study agents showed a similar profile 
of individual organ response. There is little evidence for 
using AZA in treating SLE arthritis because there are 
only a few clinical trials in non-renal SLE with a small 
number of patients included50,57. However, AZA may be 
a good and safe treatment option in pregnant women 
with SLE needing additional immunosuppressive treat-
ment. There is a lack of evidence for using cyclosporine 
A and tacrolimus in non-renal SLE, and these drugs 
are usually taken for severe, organ-threatening disease 
manifestations but with caution because of frequent ad-
verse events50. 

For the most severe forms of arthritis and persistent 
active disease, biologic drugs could be considered after 
weighing up the individual benefit-risk ratio. A B-cell 
depleting drug belimumab or rituximab may be given 
after previous therapy failure58-60. Belimumab, a mono-
clonal antibody (mAb) that binds and neutralizes the B 
cell survival factor, is the first drug approved for SLE 
in over 50 years after successful clinical trials61. Accord-
ing to experts, it should be considered add-on treatment 
in patients with extra-renal manifestations of moder-
ate severity and dependence on glucocorticoids despite 
standard treatment62. Safety data from extension studies 
of the BLISS trials up to 7 years suggest a good safety 
profile58. However, due to the high cost, its application is 
still quite limited in most countries. Rituximab (RTX), 
a chimeric monoclonal antibody to CD20, showed suc-
cess in treating RA and antineutrophil cytoplasmic an-
tibody-associated vasculitis. Although case series have 
shown the success of RTX in treating SLE, randomized 
clinical trials of RTX in SLE were unsuccessful and 
failed to reach primary clinical endpoints, so the use of 
RTX remains off-label60. Also, the efficacy of RTX has 
been reported amongst 136 patients in the French Auto-
immunity and Rituximab Registry of patients with both 
renal and non-renal disease, with improvements in artic-
ular, cutaneous, renal, and hematologic manifestations63. 

Tocilizumab (a humanized monoclonal antibody 
to IL-6 receptor) was administered to 16 patients with 
SLE in an open-label, phase I clinical study64. Clinical 
improvement was observed predominantly in arthri-
tis, with a decrease in the anti-dsDNA antibody titer. 
However, dose-dependent neutropenia was observed, 

and infection unrelated to neutropenia occurred in 11 
patients. Tumor necrosis factor-alpha (TNF-α) inhib-
itors, the drugs used to treat RA, should be avoided65. 
TNF-α inhibitors can be associated with SLE worsen-
ing and may sometimes cause drug-induced lupus66. 

Advances in understanding the pathogenesis of the 
disease have led to several drugs currently under inves-
tigation in clinical trials for SLE. Novel therapeutic 
options already approved in other rheumatic diseases 
(RA, psoriatic arthritis, ankylosing spondylitis) are now 
under investigation in SLE. In a phase IIb clinical trial 
in patients with SLE, baricitinib, a Janus kinase ( JAK) 
1/2 inhibitor, was significantly more effective in re-
lieving arthritis and skin manifestations than placebo 
and met the primary endpoint67. A multicenter phase 
II clinical trial is in progress. Evidence in murine lu-
pus has shown that tofacitinib, another JAK inhibitor, 
can decrease the anti-double-stranded (ds) DNA and 
proteinuria, remit nephritis, and skin rash68, but limited 
clinical data support those findings. Ustekinumab, an 
antibody against IL-12/ IL-23 (p 40), in a phase IIb 
clinical trial involving patients with highly active SLE 
despite standard therapy, showed significantly higher 
Systemic lupus erythematosus Responder Index (SRI-
4) response rate, which was the primary endpoint, at 
week 24 in the ustekinumab group than in the placebo 
group. This effect was maintained for up to 1 year, with 
no significant adverse events detected69. An internation-
al phase III clinical trial is in progress. A phase III study 
of anifrolumab, a monoclonal antibody targeting type I 
interferon receptor, did not meet its primary endpoint 
despite a promising phase II study70. 

The selection of the drugs to treat musculoskeletal 
manifestations of SLE should be guided by several fac-
tors such as patient gender and age, comorbidities, pa-
tient preferences, and a wish to become pregnant. Treat-
ment of severe arthritis in SLE is a clinical challenge, 
especially in cases with overlap with other autoimmune 
disorders and chronic regional pain syndrome or coexis-
tence of fibromyalgia. The lack of recommendations and 
clinical research designed explicitly for articular mani-
festations makes it challenging to have a standardized 
treatment protocol for such patients.  It is essential to 
regularly evaluate the patient musculoskeletal mani-
festations and avoid unnecessary escalation of therapy 
when the cause of joint pain is other than active inflam-
mation. Rational usage of drugs and mostly minimal 
doses of glucocorticoids can prevent damage caused by 
long-term use of such therapy. 
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Conclusion
Even though arthritis is a frequent SLE manifesta-

tion, it has historically received very little attention in 
research. However, the significant reduction in patient 
mortality in recent decades has broadened the focus 
of treatment beyond survival to problems of accumu-
lation of damage and issues related to patient quality 
of life, of which musculoskeletal involvement plays an 
important role4,5. Assessing the severity of arthritis, 
optimizing the treatment, and predicting progression 
to more severe forms continue to challenge rheuma-
tologists taking care of SLE patients. 
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Sažetak

MIŠIĆNO-KOŠTANE MANIFESTACIJE SUSTAVNOG ERITEMSKOG LUPUSA 

Lj. Smiljanić Tomičević, M. Barešić, M. Mayer i B. Anić

Sistemski eritemski lupus (SLE) je multisistemska autoimuna bolest koja većinom zahvaća mladu, radno sposobnu žen-
sku populaciju. Muskuloskeletne manifestacije su među najčešćim, a često i prezentirajućim karakteristikama SLE. Artralgije, 
mijalgije, ne-erozivni artritis, miozitis, ali također tenosinovitis i entezitis su prisutni u više od 90% bolesnika sa SLE. Iako se ne 
smatraju vrlo teškim manifestacijama SLE, značajno utječu na kvalitetu života i funkcioniranje u svakodnevnim aktivnostima 
oboljelih od SLE. Klinička procjena zglobova, tetiva i enteza i dalje je zlatni dijagnostički standard. Postoje brojne radiološke 
slikovne metode, tj. klasični radiogrami, ultrazvuk, scintigrafija i magnetska rezonanca, koje pružaju morfološke informacije o 
oštećenjima i aktivnosti muskuloskeletne bolesti u SLE kao i u drugim reumatskim bolestima. Muskuloskeletni ultrazvuk se 
ističe kao dostupna i cjenovno pristupačna metoda. Prepoznavanje muskuloskeletnih manifestacija može pomoći u postavljanju 
rane dijagnoze SLE, kao i u procjeni aktivnosti bolesti, što otvara prostor za rano uvođenje odgovarajuće terapije, sprječavajući 
tako razvoj kroničnih i ireverzibilnih promjena, te time pozitivno djeluje na kvalitetu života oboljelih od SLE. 

Ključne riječi: Sistemski eritemski lupus; Muskuloskeletni; Artritis; Miozitis; Ultrazvuk


