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Abstract

Background: Psoriatic arthritis is a chronic inflammatory musculoskeletal
disease associated with psoriasis and characterized by heterogeneous
clinical Idiopathic
antisynthetase syndrome are distinct autoimmune entities that may rarely
coexist with psoriasis or psoriatic arthritis, creating diagnostic and
therapeutic challenges. Case presentation: This case report was prepared in
accordance with the CARE (CAse REport) reporting guidelines. We present
the case of a 42-year-old woman initially diagnosed with psoriatic arthritis

manifestations. inflammatory myopathies and

after presenting with recurrent knee arthritis accompanied by mild effusion
and biopsy-confirmed psoriasis vulgaris localized to the left elbow. The
patient fulfilled the CASPAR classification criteria and was initially treated
disease-modifying antirheumatic drugs without
satisfactory response. Subsequent treatment with secukinumab also failed

with conventional

How to cite: Kraev, K., Hristeva, V., Sokolov, 1., Miteva-Ilieva, G., Popova-Belova, S., Yanakiev, I.,
Dzhambazova, S., Uchikova, M., Basheva-Kraeva, Y., & Geneva-Popova, M. (2026). Not Everything Is
Psoriasis. Rheumatology (Bulgaria), 34(2), 198-211. https://doi.org/10.35465 /vyp0zd27

198


https://doi.org/10.35465/vyp0zd27
https://orcid.org/0000-0002-1155-117X
https://orcid.org/0000-0002-6567-3279
https://orcid.org/0009-0007-8846-9477
https://orcid.org/0000-0002-5808-6586
https://orcid.org/0009-0006-1457-2802
https://orcid.org/0009-0001-8774-9078
https://orcid.org/0000-0002-7655-3846
https://creativecommons.org/licenses/by/4.0/

Rheumatology (Bulgaria) 2026, Volume 34, Issue 2 https://doi.org/10.35465 /vyp0zd27

to achieve disease control. Despite medical recommendations, the patient
continued intermittent intramuscular corticosteroid administration
prescribed elsewhere for symptomatic relief. Several months later, she was
reevaluated because of persistent musculoskeletal complaints and
progressive muscle weakness. Physical examination revealed severe
proximal muscle weakness, including inability to rise from a prone position.
Laboratory investigations demonstrated markedly elevated creatine
phosphokinase levels exceeding 3000 U/L. Myositis-specific antibody
testing revealed strongly positive anti-Jo-1 antibodies. The diagnosis was
revised to inflammatory myopathy compatible with antisynthetase
syndrome overlap, and treatment with systemic corticosteroids and
azathioprine was initiated. Conclusions: This case highlights the importance
of continuous diagnostic reassessment in patients with presumed
refractory psoriatic arthritis. Fulfillment of classification criteria should not
preclude consideration of additional autoimmune diseases when atypical
manifestations emerge. The temporal association with secukinumab also
raises the possibility of biologic-related unmasking or triggering of
inflammatory myopathy, although causality cannot be established.

Keywords: psoriatic arthritis, anti-Jo-1, inflammatory myopathy,
antisynthetase syndrome, secukinumab

1. Introduction

Psoriatic arthritis (PsA) is a chronic immune-mediated inflammatory
disease associated with psoriasis and characterized by peripheral arthritis,
enthesitis, dactylitis, and axial involvement [1,2]. The CASPAR criteria
remain the most widely accepted classification system for PsA and
demonstrate high sensitivity and specificity in clinical practice [1].

Dermatomyositis and other idiopathic inflammatory myopathies are rare
systemic autoimmune disorders characterized by muscle inflammation,
progressive proximal muscle weakness, elevated muscle enzymes, and
diverse cutaneous manifestations [3-5]. Psoriasis is a chronic immune-
mediated inflammatory disease driven by complex interactions between
genetic susceptibility, T-cell activation, and cytokine dysregulation
involving the TNF-a, IL-17, and IL-23 pathways [2,6]. Although both
diseases share inflammatory immune mechanisms, the coexistence of
psoriasis or PsA with inflammatory myopathies remains uncommon and
poorly understood [7]. Most currently available evidence derives from
isolated case reports and small case series describing overlap syndromes
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between psoriasis, dermatomyositis, antisynthetase syndrome, and
amyopathic dermatomyositis [7-10].

Idiopathic inflammatory myopathies constitute a distinct group of systemic
autoimmune diseases characterized by muscle inflammation, proximal
muscle weakness, elevated muscle enzymes, and the presence of myositis-
specific antibodies [4,5,11-13]. Among these, antisynthetase syndrome
represents a clinically important subset commonly associated with anti-Jo-
1 antibodies [14,15], inflammatory myopathy, arthritis, interstitial lung
disease, Raynaud phenomenon, fever, and mechanic’s hands [16-20].

The coexistence of psoriasis or PsA with inflammatory myopathies is
considered uncommon, with only isolated case reports and small case
series available in the literature [8,12,15,18]. Such overlap syndromes may
create substantial diagnostic uncertainty, particularly when initial
manifestations mimic isolated rheumatic disease. Furthermore, biologic
therapies used for psoriasis and PsA have occasionally been associated with
paradoxical autoimmune phenomena, including inflammatory myopathies
[21,22].

We present a case of biopsy-confirmed psoriasis and initially diagnosed PsA
in whom progressive proximal muscle weakness and marked hyperCKemia
subsequently revealed anti-Jo-1-positive inflammatory myopathy. This case
emphasizes the necessity of repeated clinical reassessment and awareness
of overlap autoimmune syndromes in patients with refractory disease.

2. Case Presentation

A 42-year-old married woman with two children initially presented with
recurrent knee pain accompanied by small joint effusion. Dermatological
examination identified a squamous rash localized to the left elbow. Skin
biopsy confirmed psoriasis vulgaris.

Based on the presence of inflammatory arthritis and biopsy-proven
psoriasis, the patient fulfilled the CASPAR classification criteria for PsA. The
patient fulfilled the CASPAR classification criteria with a total score of 4
points, including current biopsy-confirmed psoriasis (2 points), negative
rheumatoid factor (1 point), and radiographic evidence of juxta-articular
new bone formation (1 point). Initial laboratory evaluation, including
creatine phosphokinase (CPK), was within normal reference ranges.

The patient was initially treated with conventional disease-modifying
antirheumatic drugs, without significant clinical improvement. Because of
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persistent symptoms, treatment with secukinumab was initiated; however,
no meaningful therapeutic response was observed.

Despite repeated recommendations to avoid unsupervised corticosteroid
administration, the patient continued intermittent intramuscular
corticosteroid injections prescribed elsewhere for symptomatic relief of
knee pain.

Approximately three months later, the patient was referred again for
rheumatologic reevaluation because of persistent musculoskeletal
complaints and progressive functional deterioration.

During physical examination, the patient demonstrated severe proximal
muscle weakness. Most notably, she was unable to rise from a prone
position without assistance, raising suspicion for inflammatory myopathy
rather than isolated inflammatory arthritis.

No significant peripheral synovitis beyond the previously described knee
involvement was identified at that time.

Repeated laboratory testing demonstrated markedly elevated serum
creatine phosphokinase (CPK) levels exceeding 3000 U/L. Further
immunological investigation revealed strongly positive anti-Jo-1
antibodies. The patient also reported Raynaud phenomenon. Muscle biopsy
demonstrated histopathological findings consistent with idiopathic
inflammatory myopathy.

The combination of progressive proximal muscle weakness, severe
hyperCKemia, anti-Jo-1 positivity, inflammatory arthritis, Raynaud
phenomenon, and muscle biopsy findings supported the diagnosis of anti-
Jo-1-positive inflammatory myopathy compatible with antisynthetase
syndrome.

Following establishment of the revised diagnosis, treatment with systemic
corticosteroids and azathioprine was initiated. The patient demonstrated
subsequent clinical improvement, particularly regarding muscle weakness
and functional status.

After initiation of immunosuppressive therapy, the patient reported
gradual improvement in proximal muscle strength and overall functional
capacity. Progressive reduction in muscle-related symptoms was observed
during follow-up. No major adverse events related to treatment were
documented during the observed follow-up period.
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Table 1. Chronological summary of the patient's clinical course.

Time point Key findings Management
Initial Recurrent knee arthritis, biopsy- | Diagnosed with PsA (CASPAR score 4);
presentation confirmed psoriasis, normal CPK | conventional DMARDs initiated
Persistent Ongoing  symptoms  despite Secukinumab 300 mg initiated
disease treatment
activity
Six months Progressive proximal muscle Diagnostic reassessment performed
later weakness and Raynaud
phenomenon

Reevaluation CPK >3000 U/L, anti-Jo-1 Diagnosis revised to anti-Jo-1-positive
positivity, muscle biopsy | inflammatory myopathy compatible
consistent with inflammatory | with antisynthetase syndrome
myopathy

Follow-up Improvement in muscle strength = Corticosteroids and  azathioprine
and functional status initiated, with subsequent clinical

improvement

Abbreviations: CASPAR, Classification Criteria for Psoriatic Arthritis; CPK, creatine
phosphokinase; DMARDs, disease-modifying antirheumatic drugs; PsA, psoriatic
arthritis.

3. Discussion

PsA and idiopathic inflammatory myopathies are immunologically distinct
disorders with different pathogenetic mechanisms, clinical manifestations,
and therapeutic strategies. Nevertheless, overlap cases have occasionally
been described, presenting substantial diagnostic complexity [8,15,18,19].

Overlap between psoriasis and inflammatory myopathies

The coexistence of psoriasis and inflammatory myopathies represents a
rare but increasingly recognized autoimmune overlap phenomenon.
Several reports have described associations between psoriasis and
dermatomyositis, clinically amyopathic dermatomyositis, juvenile
dermatomyositis, and antisynthetase syndrome [8,15,18,19]. Nevertheless,
the exact prevalence remains uncertain because most published evidence
consists of isolated clinical observations rather than large cohort studies.

The diagnostic process may become particularly challenging because some
cutaneous manifestations of dermatomyositis can clinically resemble
psoriatic lesions. Gottron papules, erythematous scaling plaques, and
inflammatory lesions over extensor surfaces may initially be interpreted as
psoriasis, especially in patients with pre-existing psoriatic disease [23,24].
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Additionally, inflammatory myopathy-associated arthritis may mimic PsA
or other inflammatory arthritides, potentially delaying recognition of
systemic muscle involvement [25,26,27].

Several reports have additionally documented vesiculobullous and
autoimmune blistering manifestations associated with dermatomyositis
[28,29], including bullous pemphigoid, pemphigus foliaceus, dermatitis
herpetiformis, linear IgA bullous dermatosis, and vesiculobullous
dermatomyositis [30-33]. These observations further support the concept
of broad autoimmune overlap and immune dysregulation in inflammatory
myopathies [34-36].

Our patient initially fulfilled the CASPAR criteria for PsA because of
inflammatory arthritis and biopsy-confirmed psoriasis vulgaris. However,
the subsequent development of severe proximal muscle weakness, marked
hyperCKemia, and strongly positive anti-Jo-1 antibodies fundamentally
altered the diagnostic perspective [37,38,39]. This case therefore illustrates
the importance of continuous clinical reassessment in patients with
presumed refractory PsA, particularly when atypical manifestations
emerge.

This case illustrates a critical principle in rheumatology: classification
criteria are not equivalent to definitive diagnosis. Although classification
systems are valuable for research standardization and clinical orientation,
they should not prevent clinicians from reassessing the diagnosis when
atypical manifestations emerge.

One of the most notable aspects of this case was the initially normal CPK
level. Normal muscle enzymes at disease onset may create false reassurance
and delay recognition of inflammatory myopathy. Repeated evaluation
becomes particularly important in patients with refractory symptoms or
unexplained functional decline.

An additional factor potentially contributing to diagnostic delay was the
patient's repeated intermittent intramuscular corticosteroid
administration. Temporary suppression of inflammatory manifestations
may have partially obscured the evolution of muscle disease and delayed
recognition of progressive myopathy. This possibility should be considered
when interpreting the temporal sequence of clinical events in the present
case.
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Immunopathogenic considerations

The coexistence of psoriasis and inflammatory myopathy may reflect
partially overlapping immunologic pathways. Both diseases involve
dysregulated activation of innate and adaptive immune responses,
including Th1 and Th17-mediated inflammation [2,6]. Cytokines such as
TNF-aq, IL-17, IL-23, and interferon-associated signaling pathways appear
to participate in the pathogenesis of both psoriasis and idiopathic
inflammatory myopathies [6,7].

Another possible explanation involves epitope spreading, a phenomenon in
which persistent tissue inflammation leads to progressive diversification of
autoimmune responses against multiple self-antigens [40]. Such
mechanisms may contribute to the emergence of overlap autoimmune
syndromes in genetically predisposed individuals.

Secukinumab and possible biologic-related unmasking of myositis

Although causality cannot be definitively established in our patient, biologic
therapies have occasionally been implicated in paradoxical autoimmune
phenomena. Perna et al. described exacerbation of dermatomyositis
following secukinumab therapy in a patient with psoriasis [21]. Similarly,
anti-TNF therapy-associated dermatomyositis has also been reported [22].

Our patient had also received secukinumab before the development of overt
inflammatory myopathy. Although a direct causal relationship cannot be
proven, the temporal association raises the possibility that IL-17 inhibition
may have contributed to unmasking or triggering subclinical autoimmune
muscle disease in a genetically predisposed individual. Another plausible
explanation is that the inflammatory myopathy represented part of the
natural evolution of an overlap autoimmune syndrome that became
clinically evident despite biologic therapy. Whether biologic therapy
directly triggers inflammatory myopathy, unmasks previously subclinical
disease, or merely coincides temporally with disease evolution remains
uncertain. Nevertheless, these observations emphasize the importance of
careful clinical monitoring in patients with refractory inflammatory disease
receiving biologic treatment.

Anti-Jo-1 antibodies and diagnostic clarification

Anti-Jo-1 antibodies are among the most common myositis-specific
autoantibodies and are strongly associated with antisynthetase syndrome
manifestations including inflammatory myopathy, inflammatory arthritis,
interstitial lung disease, Raynaud phenomenon, and mechanic’s hands
[20,40,41]. Autoantibody profiling currently represents a central
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component in the classification and prognostic stratification of idiopathic
inflammatory myopathies [41,42]. In our patient, the presence of strongly
positive anti-Jo-1 antibodies significantly contributed to diagnostic
clarification after initial presentation resembling refractory PsA.

Therapeutically, the transition from PsA-directed biologic therapy toward
immunosuppressive treatment with corticosteroids and azathioprine
resulted in clinical improvement, supporting the inflammatory myopathy
diagnosis. This case underscores the necessity of individualized treatment
strategies in overlap autoimmune syndromes.

Strengths and Limitations

The strengths of this report include biopsy-confirmed psoriasis,
histopathological confirmation of inflammatory myopathy, longitudinal
clinical follow-up, and detailed documentation of the diagnostic evolution
from presumed psoriatic arthritis to anti-Jo-1-positive inflammatory
myopathy compatible with antisynthetase syndrome.

Several limitations should also be acknowledged. This report describes a
single patient and therefore cannot establish causality or generalizability.
Electromyography and muscle magnetic resonance imaging were not
performed. In addition, although inflammatory myopathy became clinically
apparent following secukinumab exposure, a causal relationship cannot be
established, and the observed temporal association may represent the
natural evolution of an underlying autoimmune overlap syndrome.

4. Conclusions

This case demonstrates that persistent or atypical symptoms in presumed
PsA should prompt continuous diagnostic reassessment. Fulfillment of
classification criteria does not exclude the coexistence of additional
autoimmune diseases.

The development of progressive proximal muscle weakness and marked
hyperCKemia in our patient ultimately revealed anti-Jo-1-positive
inflammatory myopathy overlapping with psoriasis and inflammatory
arthritis. Awareness of such rare overlap syndromes is essential for timely
diagnosis and appropriate treatment selection.

The temporal relationship between secukinumab exposure and the later
recognition of inflammatory myopathy should be interpreted cautiously. It
cannot establish causality, but it supports the need for vigilance when new
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muscle weakness or unexplained functional decline develops during
biologic therapy.

Further studies are needed to better clarify the immunologic relationship
between psoriasis, PsA, and inflammatory myopathies, as well as the
potential influence of biologic therapies on autoimmune overlap
phenomena.

Declarations

Author Contributions

Conceptualization: K.K,, Y.B-K.; Methodology: L.Y.; L.S.; Formal analysis: Y.B-
K., M.U,; Investigation: 1.Y., S.D.; Writing - original draft: K.K., M.U.; Writing
- review & editing: M.G-P,, S. D. Supervision-M.G. - L.S. Visualisation - G.M-L,,
V.H. Validation-G.M-I., V.H, S. P-B. Project administration—S.P-B.

Funding

This research received no external funding.

Institutional Review Board Statement

The study was conducted in accordance with the Declaration of Helsinki.
Ethical review and approval were not required for this single case report
according to local institutional requirements.

Informed Consent Statement

Written informed consent was obtained from the patient for publication of
this case report.

Data Availability Statement

The data presented in this study are available on reasonable request from
the corresponding author.

Conflicts of Interest
The authors declare no conflict of interest.
References
1. Taylor W, Gladman D, Helliwell P, et al. Classification criteria for psoriatic arthritis:

development of new criteria from a large international study. Arthritis Rheum.
2006;54:2665-2673.

Is This Psoriasis? | 206



Rheumatology (Bulgaria) 2026, Volume 34, Issue 2 https://doi.org/10.35465 /vyp0zd27

2. Griffiths CE, Barker |N. Pathogenesis and clinical features of psoriasis. Lancet.
2007;370:263-271.

3. Kronzer VL, Kimbrough BA, Crowson CS, et al. Incidence, prevalence, and mortality of
dermatomyositis: a population-based cohort study. Arthritis Care Res (Hoboken).
2023;75:348-355.

4. Dalakas MC, Hohlfeld R. Polymyositis and dermatomyositis. Lancet. 2003;362:971-982.
5. Bohan A, Peter ]. Polymyositis and dermatomyositis. N Engl ] Med. 1975;292:344-347.
6. Rendon A, Schikel K. Psoriasis pathogenesis and treatment. Int ] Mol Sci. 2019;20:1475.
7. Chu D, Yang W, Niu ]. Concurrence of dermatomyositis and psoriasis: a case report and
literature review. Front Immunol. 2024;15:1345646.

8. Xu Z, Xu B, Zhao B, et al. Treatment of refractory psoriasis with dermatomyositis using
upadacitinib. Clin Exp Rheumatol. 2024;42:458-459.

9.Schreiber C, Khamlong M, Raza N, et al. Overlap of psoriatic arthritis and dermatomyositis.
] Investig Med High Impact Case Rep. 2021;9:23247096211057702.

10. Markovic A, Schuster V, Simon ]C, et al. Erythematous scaling lesions of the face, dorsal
fingers, elbows, and knees together with symmetrical muscle weakness in a child. Clin Case
Rep. 2019;7:1347-1349.

11. Xing Y, Xie ], Jiang S, et al. Co-existence of juvenile dermatomyositis and psoriasis
vulgaris with fungal infection: a case report and literature review. ] Cosmet Dermatol.
2019;18:1560-1563.

12. Kato Y, Yamamoto T. Development of psoriasis with relapse of dermatomyositis-
associated interstitial lung disease. Int ] Rheum Dis. 2017;20:660-661.

13. Inkeles MS, No D, Wu ]J. Clinical improvement of a patient with both amyopathic
dermatomyositis and psoriasis following treatment with cyclosporine. Dermatol Online J.
2017;23.

14. Montoya CL, Gonzalez ML, Ospina FE, et al. A rare case of amyopathic juvenile
dermatomyositis associated with psoriasis successfully treated with ustekinumab. ] Clin
Rheumatol. 2017;23:129-130.

15. Akiyama M, Ueno T, Kanzaki A, et al. Association of psoriasis with Hashimoto's
thyroiditis, Sjégren's syndrome and dermatomyositis. | Dermatol. 2016;43:711-712.

16. Machado NP, Camargo CZ, Oliveira AC, et al. Association of anti-glomerular basement
membrane antibody disease with dermatomyositis and psoriasis: case report. Sao Paulo
Med J. 2010;128:306-308.

17. Gran JT, Gunnarsson R, Mgrk NJ. A man with erythrodermia, muscle weakness and
weight loss. Tidsskr Nor Laegeforen. 2009;129:2240-2241.

18. Pavlovi¢ MD, Zecevi¢ RD, Zolotarevski L. Psoriasis in a patient with dermatomyositis.
Vojnosanit Pregl. 2004;61:557-559.

19.Kim NN, Lio PA, Morgan GA, et al. Double trouble: therapeutic challenges in patients with
both juvenile dermatomyositis and psoriasis. Arch Dermatol. 2011;147:831-835.

20. Mahler M, Miller FW, Fritzler M]. Idiopathic inflammatory myopathies and the anti-
synthetase syndrome: a comprehensive review. Autoimmun Rev. 2014;13:367-371.

21. Perna DL, Callen JP, Schadt CR. Association of treatment with secukinumab with
exacerbation of dermatomyositis in a patient with psoriasis. JAMA Dermatol.
2022;158:454-456.

How to cite: Kraev, K., Hristeva, V., Sokolov, L., Miteva-Ilieva, G., Popova-Belova, S., Yanakiev, I,
Dzhambazova, S., Uchikova, M., Basheva-Kraeva, Y., & Geneva-Popova, M. (2026). Not Everything Is 207
Psoriasis. Rheumatology (Bulgaria), 34(2), 198-211. https://doi.org/10.35465 /vyp0zd27



https://doi.org/10.35465/vyp0zd27

Rheumatology (Bulgaria) 2026, Volume 34, Issue 2 https://doi.org/10.35465 /vyp0zd27

22. Dicaro D, Bowen C, Dalton SR. Dermatomyositis associated with anti-tumor necrosis
factor therapy in a patient with psoriasis. ] Am Acad Dermatol. 2014;70:e64-e65.

23. Cabezas-Rodriguez 1, Morante-Bolado I, Brandy-Garcia A, et al. Anti-MDA5
dermatomyositis mimicking psoriatic arthritis. Reumatol Clin (Engl Ed). 2018;14:224-226.
24. Haroon M, Devlin ]. Gottron's papule in amyopathic dermatomyositis mimicking
psoriasis. Clin Rheumatol. 2009;28:1245-1246.

25. Sontheimer RD. Dermatomyositis: an overview of recent progress with emphasis on
dermatologic aspects. Dermatol Clin. 2002;20:387-408.

26. Mitsuya ], Hara H, Hattori A, et al. Vesicle formation in dermatomyositis associated with
colon carcinoma. Clin Exp Dermatol. 2009;34:e221-e222.

27. Fujimoto N, Honda S, Wakabayashi M, et al. Anti-MDA-5 antibody-positive bullous
dermatomyositis with palmar papules complicating rapidly progressive interstitial lung
disease. Mod Rheumatol. 2016;26:614-616.

28. White SW, Tesar JT. Dermatomyositis and dermatitis herpetiformis. Arch Dermatol.
1982;118:599-601.

29. Kalovidouris AE, Miller FW, Lawley TJ. Polymyositis/dermatomyositis associated with
dermatitis herpetiformis. Arthritis Rheum. 1989;32:1179-1181.

30. Barrows-Wade L, Jordon RE, Arnett FC Jr. Linear IgA bullous dermatosis associated with
dermatomyositis. Arch Dermatol. 1992;128:413-414.

31. Glover M, Leigh [. Dermatomyositis pemphigoides: a case with coexistent
dermatomyositis and bullous pemphigoid. ] Am Acad Dermatol. 1992;27:849-852.

32. Tsukada Y, Kawase MK, Murashima A, et al. Bullous pemphigoid associated with
dermatomyositis successfully controlled with minocycline. Clin Exp Dermatol.
2003;28:563-564.

33. Narbutt ], Torzecka ]D, Sysa-Jedrzejowska A, et al. Pemphigus foliaceus in an 11-year-
old boy with dermatomyositis. Br | Dermatol. 2003;148:838-839.

34.Yanagi T, Kato N, Yamane N, et al. Bullous pemphigoid associated with dermatomyositis
and colon carcinoma. Clin Exp Dermatol. 2007;32:291-294.

35. Ahmad T, Nabih A. Dermatomyositis followed by pemphigus foliaceus: a case report and
possible mechanism. Rheumatol Rep. 2009;1:e11.

36. Black M, Marshman G. Dermatomyositis and pemphigus vulgaris: association or
coincidence? Australas ] Dermatol. 2011;52:e11-e14.

37. Thongprasom K, Prasongtanskul S, Fongkhum A, et al. Pemphigus, discoid lupus
erythematosus, and dermatomyositis during an 8-year follow-up period: a case report. |
Oral Sci. 2013;55:255-258.

38. Fujimoto N, Takayama S, Hamaguchi Y, et al. Pemphigus foliaceus associated with anti-
NXP2 autoantibody-positive dermatomyositis. Acta Derm Venereol. 2014;94:478-479.

39. Garcia B, Dabouz F, Pascal L, et al. Amyopathic dermatomyositis with anti-MDA5
antibodies associated with bullous pemphigoid, Sjéogren syndrome and gastric MALT
lymphoma. Ann Dermatol Venereol. 2017;144:629-633.

40. Chan LS, Vanderlugt C], Hashimoto T, et al. Epitope spreading: lessons from autoimmune
skin diseases. ] Invest Dermatol. 1998;110:103-109.

41. Cruellas MG, Viana Vdos S, Levy-Neto M, et al. Myositis-specific and myositis-associated
autoantibody profiles and their clinical associations in patients with polymyositis and
dermatomyositis. Clinics (Sao Paulo). 2013;68:909-914.

Is This Psoriasis? | 208



Rheumatology (Bulgaria) 2026, Volume 34, Issue 2 https://doi.org/10.35465/vyp0zd27

42. Lundberg IE, Tjarnlund A, Bottai M, et al. 2017 EULAR/ACR classification criteria for
adult and juvenile idiopathic inflammatory myopathies and their major subgroups. Ann
Rheum Dis. 2017;76:1955-1964.

How to cite: Kraev, K., Hristeva, V., Sokolov, 1., Miteva-Ilieva, G., Popova-Belova, S., Yanakiev, I.,
Dzhambazova, S., Uchikova, M., Basheva-Kraeva, Y., & Geneva-Popova, M. (2026). Not Everything Is 209
Psoriasis. Rheumatology (Bulgaria), 34(2), 198-211. https://doi.org/10.35465 /vyp0zd27



https://doi.org/10.35465/vyp0zd27

Rheumatology (Bulgaria) 2026, Volume 34, Issue 2 https://doi.org/10.35465 /vyp0zd27

He BCcH4YKoO e nicopuasuc

Pe3lome

BbBenenue: IlcopuatuyHuAT apTpuT (PSA) e XpOHHYHO B'B3NAJUTENHO
MYCKYJIHO-CKeJIeTHO  3aboJisiBaHe, acoLMUpPaHO C [COpPUA3UC U
XapaKTepu3upallo ce C XeTepOreHHU KJIMHUYHU IPoABU. UaMonaTuyHUTe
B'b3NaJUTENHU MUONIATUH 1% AHTHU-CUHTETA3HUAT CUH/pOM
npeJCTaB/sABaT OTJAEJHU aBTOMMYHHHU 3a00/151BaHUs, KOUTO PSAJAKO MOraT
Jla ChlLIeCTBYBAT €HOBPEMEHHO C IICOPUA3UC UJIU IICOPUATUYEH apTpPHT,
Cb3/JlaBalKW JUAarHOCTUYHM UM TepalneBTHYHU IpeJU3BUKATeJICTBA.
[IpencraBsaHe Ha caydas: [lpeacraBsMe ciay4yad Ha 42-roAuvlliHa >KeHa,
I'bPBOHAYa/JIHO JUAarHOCTULMpPaHa C ICOpUATHUYeH apTPUT IO IMOBOJ,
peuuuBHpall ApPTPUT Ha KOJIAHHA CTaBa C MHUHUMAJIeH HW3JIUB U
OUOIICMYHO OTBBbP/IeH psoriasis vulgaris, Jlokasu3upaH no JieBUs JaKbT.
[TaumenTkaTa nokpruBa CASPAR kpuTepuuTe 3a PSA M mbpBOHa4yaJHO e
JleKyBaHa C KOHBEHLIMOHAJIHU 60JiecT-MoAuPUIMpald aHTUPEBMAaTUYHU
cpeacTtBa 06e3 3ajoBosuTesieH edekT. [locnefBamio JiedyeHHE CbC
secukinumab cbl0 He JoBeX/a 10 KOHTPOJI Ha 3aboJsiBaHeTO. Bbnpeku
MeJJMIIMHCKUTE IMpeNopbKH, NalMeHTKaTa MNpOoAbJKaBa IEepUOLUYHO
IIPUJIO)KEHWE Ha MWHTPAMYCKYJHU KOPTUKOCTEpPOWJY, Ha3HAadYaBaHU
Jlpyrajie c 1jeJ1 CAMITOMaTU4YHO obJsiekyaBaHe.HsAKOJIKO Mecelja O-KbCHO
NalyeHTKaTa € NOBTOPHO OLieHeHa MOopaJU IMepCUCTHUpPALA MYCKYJHO-
CKeJIeTHU OIJIaKBaHWSI U  Iporpecupania MycKyJHa  ca1abocCT.
®u3snKaJHUAT NperJie/, yCTAHOBABA M3pa3eHa NPOKCUMasIHa MYCKYJHA
C1aboCT, BKJIIOUMTEJHO HEBB3MOXKHOCT 3a U3NpaBsHE OT JIerHaso
nojoxkeHue mno kopeM. JlabopaTopHUTe H3CJe[BaHUSA I[OKa3BaT
3HAYUTEJIHO MOBUILIEHU CTOMHOCTH Ha KpeaTuHdochokuHaszata Hag 3000
U/L. U3cienBaHeTO 3a MUO3UT-CHIelMPUUHU aHTHUTEJIA YCTAHOBSBA CUJTHO
NO3UTUBHU anti-Jo-1 aHTUTesa. /JluarHosatra e peBU3UpPAHA KbM
B'b3NaJIMTEJIHA MHUOINATUS], CbBMeCTHMa C overlap cMHApPOM OT TUla Ha
AHTU-CUHTETAa3eH CUHJAPOM, U € 3al04YHaTO JiedeHHe CbC CHUCTEMHH
KOpTUKOCTepouau v azathioprine. 3akntouenue: To3u ciaydai nmoguepraBa
3HAaYeHUEeTO Ha HelpeKbCHAaTaTa [JUArHOCTUYHA IIpeolleHKa IpHU
NallMeHTH C T[peanosiaraeM pedpakTepeH ICOPUATUYEH apTPUT.
[lokprBaHeTO Ha KJ1aCUPUKALIMOHHUTE KPUTEPUU He TPSAOBA Jja U3KJII0UBa
Bb3MOXXHOCTTA 3a HaJIMUMe Ha JAOMbJHUTENHO aBTOUMYHHO 3a60JisiBaHe
NpHu MosiBa HA aTUIIMYHU MposiBU. BpemeBaTa Bpb3Ka CcbC secukinumab
NOBJMra U Bb3MOXHOCTTA 3a OMOJIOTUYHO-UH/AYLIMPAHO OTKJIIOYBAHE WUJIU
JleMacKMpaHe Ha Bb3Na/JUTe/IHa MUONIAaTHs, MaKap NIPUYMHHO-CJIeICTBEHA
Bp'b3Ka /1a He MOXe Jla 6'b/le KaTerOpru4yHO JJ0Ka3aHa.
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