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 CASE LETTER

To the Editor:
A 49-year-old black woman presented with multiple hyper-
keratotic papules that progressed over the last 2 months to 
circular plaques with central thick black crust resembling 
eschar. She first noticed these lesions as firm, small, black 
papules on the legs and continued to develop new lesions 
that eventually evolved into large, coin-shaped, hyper-
keratotic plaques. Her medical history was notable for 
stage III non-Hodgkin follicular lymphoma in remission 
after treatment with rituximab, cyclophosphamide, doxo-
rubicin hydrochloride, vincristine sulfate, and prednisone  
7 months earlier, and chronic hepatitis B infection being 
treated with entecavir. Her family history was not remark-
able for psoriasis or inflammatory arthritis.

She initially was seen by internal medicine and was 
started on topical triamcinolone with no improvement 
of the lesions. At presentation to dermatology, physi-
cal examination revealed firm, small, black, hyperkera-
totic papules (Figure 1A) and circular plaques with a 
rim of erythema and central thick, smooth, black crust 
resembling eschar (Figure 1B). No other skin changes 
were noted at the time. The bilateral metacarpopha-
langeal, bilateral proximal interphalangeal, left wrist, 
and bilateral ankle joints were remarkable for tender-
ness, swelling, and reduced range of motion. She noted 
concomitant arthralgia and stiffness but denied fever. 
She had no other systemic symptoms including night 

sweats, weight loss, fatigue, malaise, sun sensitivity, oral 
ulcers, or hair loss. A radiograph of the hand was nega-
tive for erosive changes but showed mild periarticular 
osteopenia and fusiform soft tissue swelling of the third 
digit. Given the central appearance of eschar in the 
larger lesions, the initial differential diagnosis included 
Sweet syndrome, invasive fungal infection, vasculitis, 
and recurrent lymphoma.

A 4-mm punch biopsy specimen of a representative 
lesion on the right leg revealed psoriasiform epidermal 
hyperplasia, parakeratosis, neutrophils in the stratum 
corneum and spinosum, elongation of the rete ridges, 
and superficial vascular ectasia, which favored a diag-
nosis of psoriasis (Figure 2). A periodic acid–Schiff stain 
was negative for fungal hyphae. Fungal culture, bacterial 
tissue culture, and acid-fast bacilli smear were nega-
tive. Absence of deep dermal inflammation precluded a 
diagnosis of Sweet syndrome. Further notable laboratory 
studies included negative human immunodeficiency virus 
(HIV) antibody, rapid plasma reagin, hepatitis C antibody, 
and rheumatoid factor.

At follow-up 2 weeks later, the initial lesions were 
still present, and she had developed new widespread, 
well-demarcated, erythematous plaques with silver scale 
along the scalp, back, chest, and abdomen that were 
more typical of psoriasis. Oil spots were noted on several 
fingernails and toenails. Based on the clinicopathologic 
findings, nail changes, and asymmetric inflammatory 
arthritis, a diagnosis of rupioid psoriasis with psoriatic 
arthritis (PsA) was established. Treatment with clobetasol 
ointment 0.05% twice daily to active lesions was started. 
Initiation of systemic therapy with a steroid-sparing agent 
was deferred in anticipation of care coordination with 
rheumatology, hepatology, and hematology/oncology due 
to the patient’s history of follicular lymphoma and chronic 
hepatitis B. Although attempts were made to avoid 
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PRACTICE POINTS
•	 �Rupioid psoriasis in skin of color may present a diag-

nostic challenge for health care providers.
•	 �Rupioid psoriasis may represent a psoriasis variant 

that is highly responsive to treatment.
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systemic corticosteroids due to the risk for a psoriasis flare 
upon discontinuation, because of the severity of arthralgia 
she was started on oral prednisone 20 mg daily by rheu-
matology with plans for a slow taper once an alternative 
systemic agent was started.1

At 10-week follow-up, the patient had marked 
improvement of psoriatic plaques with no active lesions 
while only on prednisone 20 mg daily. In consultation 
with her care team, she subsequently was started on 

methotrexate 10 mg weekly for 2 weeks followed by titra-
tion to 15 mg weekly. Plans were to start a prednisone 
taper after a month of methotrexate to allow her new 
treatment time for therapeutic effect. Notably, the patient 
chose to discontinue prednisone 2 weeks into methotrex-
ate therapy after only two 10-mg doses of methotrexate 
weekly and well before therapeutic levels were achieved. 
Despite stopping prednisone early and without a taper, 
she did not experience a relapse in psoriatic skin lesions. 
Three months following initiation of methotrexate, she 
sustained resolution of the cutaneous lesions with only 
residual postinflammatory hyperpigmentation.

Psoriasis is a common chronic inflammatory skin 
disorder with multiple clinical presentations. There are 
several variants of psoriasis that are classified by their 
morphologic appearance including chronic plaque, gut-
tate, erythrodermic, and pustular, with more than 90% of 
cases representing the plaque variant. Less common clini-
cal presentations of psoriasis include rupioid, ostraceous, 

FIGURE 1. Rupioid psoriasis. A, Firm, small, black, hyperkeratotic 
papules on the right knee. B, Circular plaques with central thick, 
hyperkeratotic, black crust resembling eschar and a rim of erythema 
on the left shin.

FIGURE 2. A, Histopathology revealed psoriasiform epidermal hyper-
plasia, parakeratosis, neutrophils in the stratum corneum and spino-
sum, elongation of the rete ridges, and superficial vascular ectasia 
(H&E, original magnification ×20). B, Medium-power view of the para-
keratosis and vascular ectasia (H&E, original magnification ×200).
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inverse, elephantine, and HIV associated.2 Rupioid psoria-
sis is a rare variant that presents with cone-shaped, lim-
petlike lesions.3,4 Similar to the limited epidemiological 
and clinical data pertaining to psoriasis in nonwhite racial 
groups, there also is a paucity of documented reports of 
rupioid psoriasis in skin of color.

Rupioid comes from the Greek word rhupos, mean-
ing dirt or filth, and is used to describe well-demarcated 
lesions with thick, yellow, dirty-appearing, adherent 
crusts resembling oyster shells with a surrounding rim 
of erythema.5 Rupioid psoriasis initially was reported in  
1948 and remains an uncommon and infrequently 
reported variant.6 The majority of reported cases have 
been associated with arthropathy, similar to our patient.3,4 
Rupioid lesions also have been observed in an array  
of other diseases, such as secondary syphilis, crusted sca-
bies, disseminated histoplasmosis, HIV, reactive arthritis, 
and aminoaciduria.7-11

Diagnosis of rupioid psoriasis can be confirmed with a 
skin biopsy, which demonstrates characteristic histopath-
ologic findings of psoriasis.3 Laboratory analysis should 
be performed to rule out other causes of rupioid lesions, 
and PsA should be differentiated from rheumatoid arthri-
tis if arthropathy is present. In our case, serum rapid 
plasma reagin, anti-HIV antibody, rheumatoid factor, 
and fungal cultures were negative. Usin0)g clinical find-
ings, histopathology, laboratory analyses, and radiograph 
findings, the diagnosis of rupioid psoriasis with PsA was 
confirmed in our patient.

Psoriasis was not originally suspected in our patient due 
to the noncharacteristic lesions with smooth black crust—
similar appearing to eschar—and the patient’s complicated 
medical history. Variations in the presentation of psoriasis 
among white individuals and those with skin of color have 
been reported in the literature.12,13 Psoriatic lesions in darker 
skin tones may appear more violaceous or hyperpigmented 
with more conspicuous erythema and thicker plaques. Our 
patient lacked the classic rupioid appearance of concentric 
circular layers of dirty, yellow, oysterlike scale, and instead 
had thick, lamellate, black crust. A PubMed search of articles 
indexed for MEDLINE using the terms rupioid, coral reef 
psoriasis, rupioides, and rhupus revealed no other cases of 
rupioid psoriasis reported in black patients and no cases 
detailing the variations of rupioid lesions in skin of color. 
A case of rupioid psoriasis has been reported in a Hispanic 
patient, but the described psoriatic lesions were more char-
acteristic of the dirty-appearing, conic plaques previously 
reported.14 Our case highlights a unique example of the 
variable presentations of cutaneous disorders in skin of color 
and black patients.

Our patient’s case of rupioid psoriasis with PsA pre-
sented unique challenges for systemic treatment due to 
her multiple comorbidities. Rupioid psoriasis most often 
is treated with combination topical and systemic therapy, 

with agents such as methotrexate and cyclosporine having 
prior success.3,4 This variant of psoriasis is highly respon-
sive to treatment, and marked improvement of lesions 
has been achieved with topical steroids alone with proper 
adherence.15 Our patient was started on clobetasol oint-
ment 0.05% while a systemic agent was debated for her 
PsA. Although she did not have improvement with topical 
therapy alone, she experienced rapid resolution of the skin 
lesions after initiation of low-dose prednisone 20 mg daily. 
Interestingly, our patient did not experience a flare of the 
skin lesions upon discontinuation of systemic steroids 
despite the lack of an appropriate taper and methotrexate 
not having reached therapeutic levels.

The clinical nuances of rupioid psoriasis in skin 
of color have not yet been described and remain an 
important diagnostic consideration. Our patient achieved 
remission of skin lesions with sequential treatment of 
topical clobetasol, a low-dose systemic steroid, and meth-
otrexate. Based on available reports, rupioid psoriasis may 
represent a variant of psoriasis that is highly responsive 
to treatment. 
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