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Successful Therapy of Severe and Refractory Cutaneous Sarcoidosis with Baricitinib

Giuseppe RUSSO and Emmanuel LAFFITTE

Department of Dermatology, University Hospital of Geneva, Geneva, Switzerland. E-mail: Giuseppe.russo@hcuge.ch

Submitted Jan 25, 2024. Accepted after revision Mar 7, 2024

Published Apr 2, 2024. DOI: 10.2340/actadv.v104.39970. Acta Derm Venereol 2024; 104: adv39970

Sarcoidosis is a multisystem inflammatory disease cha-
racterized by the presence of non-caseating granulomas.
Skin manifestations in sarcoidosis occur in about 25%
of patients and are usually an early manifestation of the
disease. Classically, skin manifestations are divided into
specific lesions including nodules, papules, plaques,
and lupus pernio with histopathologically evident non-
caseating granulomas and reactive nonspecific lesions
that can exhibit a wide variety of morphologies such as
erythema nodosum. Because of these different morp-
hologies, cutaneous sarcoidosis is known as one of the
great imitators in dermatology (1).

The aetiology of sarcoidosis is not yet well known; an
interaction between extrinsic antigens and an individual’s
immunogenetic response is thought to trigger the deve-
lopment and progression of the disease.

The immune response is a Th1 type (production of IL-
2, interferon y and TNF-a) that results in a predominantly
CD4* T cell immune response to an unknown antigen
presented by host monocytes/macrophages. The pathop-
hysiological key is the development and accumulation of
granulomas in organs involved such as the skin. Many
inflammatory mediators like TNF-o. and GM-CSF are
involved in granuloma formation (2).

The treatment of cutaneous sarcoidosis is a challenge
for clinicians. There are no therapies approved and op-
tions are limited. We report the case of a long-standing
recalcitrant lymph nodes and cutaneous sarcoidosis suc-

cessfully managed by baricitinib, a JAK 1-2 inhibitor
approved for the treatment of rheumatoid arthritis, atopic
dermatitis, and alopecia areata.

CASE REPORT

A 59-year-old man was referred to our university clinic
for worsening of cutaneous sarcoidosis that had occurred
in the early 2000s. Skin examination showed erythe-
matous scaly papules and well-defined plaques of neck
and head, with non-scarring scalp alopecia (Figs 1a and
2a). A CT scan showed supraclavicular and mediastinal
peri-centimetric lymph nodes and a typical pulmonary
micronodular pattern. Pulmonary function tests were
normal and a cardiac MRI showed no myocardial in-
volvement.

Initial treatment with methotrexate 15 mg/week and
topical daily clobetasol propionate was administered for
6 months without improvement.

Treatment with baricitinib 4 mg/day was then initia-
ted. An improvement in skin lesions was observed after
three weeks. After 3 months of treatment, facial and
scalp involvement had almost cleared and neck lesions
had significantly improved. After 6 months of treatment,
all skin lesions had almost regressed (Figs 1c and 2c).

At one-year follow-up, the patient had no skin recur-
rence. A thoracic CT scan was also performed, showing
stable lymph node and pulmonary involvement. Treat-

Fig. 1. (a) Erythematous scaly papules and plaques of neck and head. Improve+ment (b) after 3 months and (c) 6 months of treatment. Written

permission is given to publish these photos.
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Fig. 2. (a) Erythematous arcuate plaques of neck and supraclavicular fossa. Improvement (b) after 3 months and (c) 6 months of treatment.

ment was well tolerated by the patient without any
adverse effect.

DISCUSSION

The treatment of cutaneous sarcoidosis is mostly based
on clinical experience and small series. Dermocorticoids
are the agents most frequently employed. When skin
involvement is extensive, other drugs may be used such
as hydroxychloroquine, methotrexate, azathioprine, te-
tracyclines, or thalidomide. Moreover, tumour necrosis
factor alpha (TNF-a) inhibitors as well as, more recently,
Janus kinase inhibitors (JAKi) have been investigated as
interesting potential steroid-sparing treatments for both
systemic and cutaneous sarcoidosis (3).

JAKi represent a very interesting treatment for re-
fractory sarcoidosis. The JAK/STAT pathway role in
granulomatous inflammation pathogenesis has been
well demonstrated (4). The activation of macrophages
that form granulomas in sarcoidosis is driven by IFN-y
secretion whose signalling is partly dependent on the
JAK/STAT pathway. Other cytokines such as IL-2 and
IL-12 also rely on the JAK/STAT pathway and have been
implicated in the pathogenesis of sarcoidosis (5). In addi-
tion, a gene expression study showed that the JAK/STAT
signalling pathway is highly represented in sarcoidosis
and it is linked to the severity of disease (4).

Literature concerning the potential use of JAK inhibi-
tors in cutaneous sarcoidosis is promising; several cases
have been successfully treated with tofacitinib, a JAKi
type 1 and 3. Two cases of efficacy of ruxolitinib, a JAKi
1-2, are also currently reported (3).
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We present the first case of cutaneous sarcoidosis suc-
cessfully treated by baricitinib, an oral selective JAKi
1-2 widely used in dermatological diseases such as atopic
dermatitis and alopecia areata, where it showed a good
safety profile (6).

Further studies are needed to establish the role of JAKi
in the treatment of sarcoidosis.
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