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Kaposi’s sarcoma concealed by stasis dermatitis in a patient with

psoriasis
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Abstract
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Kaposi’s sarcoma (KS) is a multifocal and angioproliferative neoplasm. KS may be accompanied by psoriasis; however, in most of
these cases the main mechanism involves iatrogenic KS associated with the immunosuppressive drugs that are used in psoriasis
treatment. In angioproliferative lesions as a result of venous insufficiency and stasis dermatitis, acroangiodermatitis (pseudo-KS)
isinitially considered. However, the concurrent occurrence of psoriasis, stasis dermatitis, and KS has not been previously reported.
We report a case of classic-type KS in an 83-year-old man that was concealed by stasis dermatitis and accompanied by psoriasis.
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Introduction

Kaposi’s sarcoma (KS) is a multifocal angioproliferative neo-
plasm caused by infection with human herpesvirus 8 (HHV-8),
also known as Kaposi’s sarcoma (KS)-associated herpesvirus.
Four different types of the disease have been described thus far,
including classic (Mediterranean), endemic (African), iatrogenic
(associated with immunosuppression), and epidemic KS (associ-
ated with human immunodeficiency virus, HIV) (1).

In some published cases, KS is accompanied by psoriasis;
however, the main mechanism in most cases involves iatrogenic
KS associated with the immunosuppressive drugs used in psoria-
sis treatment (1-5).

In angioproliferative lesions due to venous insufficiency and
stasis dermatitis, acroangiodermatitis (pseudo-KS) is initially
considered. However, the concurrent occurrence of psoriasis, sta-
sis dermatitis, and KS has not been reported. Here, we describe
a patient with classic-type KS concealed by stasis dermatitis and
accompanied by psoriasis.

Case report

An 83-year-old male patient presented to our outpatient depart-
ment for exudative wounds on his legs. He had a 10-year history of
psoriasis and a 2-year history of reddish-purple papules on both
legs. He had received hyperbaric oxygen therapy for 1 year for
a venous ulcer, which had disappeared after the treatment. His
medical history was unremarkable except for psoriasis and ve-
nous insufficiency. He was treated with topical steroids and calci-
potriol, but did not undergo phototherapy or systemic treatment.
He had no history of surgery or drug use, or any family history of
any specific condition.

On dermatological examination, we noted erythematous, squa-
mous plaques on both knees and elbows, and livid purple papules
and nodules on both legs. Erythematous exudative lesions covered
by yellow crusts consistent with stasis dermatitis were also ob-
served (Fig. 1). Subungual hyperkeratosis and yellow discoloration
were observed on his toenails. There were no pathological findings
on laboratory examinations and the patient tested HIV-negative.

Two punch biopsies were performed based on the prediagnosis of
psoriasis from the psoriasis plaque on his knee, and the prediag-
nosis of pseudo-KS and KS from the purple papules. Examination
of the biopsy specimen obtained from the knee revealed regular
acanthosis and hypogranulosis, mild spongiosis, and intraepider-
mal clusters of neutrophils (Munro’s microabscess) in the epider-
mis, and the diagnosis of psoriasis was confirmed. Histopatho-
logical examination of the biopsy specimen obtained from the
leg showed a lesion containing multiple vascular structures with
various diameters (some of which were fissured) in the dermis, as
well as mild nuclear hypertrophy and pleomorphism in the cells
(Fig. 2). Immunohistochemical assays indicated a positive result
for HHV-8 (Fig. 3). Thus, the patient was diagnosed with classic KS
on the basis of the clinical, histopathological, and immunohisto-
chemical findings.

The patient was referred to the oncology and radiation oncol-
ogy departments for consultation. No findings suggesting internal
organ or lymph node involvement were detected with positron
emission tomography. Regression was observed in the lesions
with radiotherapy. He continues to be followed and treated at our
clinic and the radiation oncology department.
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Figure 1 | Erythematous, squamous, psoriatic plaques, livid purple Kaposi’s
sarcoma papules, nodules, and stasis dermatitis.
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Figure 2 | (a) Lesion containing vascular structures of various sizes in the upper and lower dermis (hematoxylin and eosin stain [HE], x40) (b) Mild nuclear hyper-
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trophy and pleomorphism. Multiple vascular structures, some of which are fissured (HE, x400).

Figure 3 | Immunohistochemically confirmed HHV-8 (13B10, x400).

Discussion

KS is a multifocal angioproliferative neoplasm characterized by
reddish-purple-brown papules, plaques, and nodules on the low-
er extremities. It follows a chronic course and rarely affects organs
other than the skin (1).

HHV-8 is the etiological factor responsible for the development
of all types of KS. However, the condition develops in the presence
of HHV-8 together with genetic, environmental, and immunologi-
cal factors (6).

KS is considered a reactive disease. In the early stages, an in-
crease in Thi-type inflammatory cytokines triggers the reactiva-
tion of HHV-8 infection, activation of endothelial cells, formation
of fusiform cells, and angiogenesis induction. Disease progres-
sion requires the deficient immune control of viral escape mecha-
nisms (6).

KS cases that developed with the use of oral steroids (2, 3), pho-
totherapy (4), fumaric acid esters (1), infliximab, (7) and angioten-
sin-converting enzyme (ACE) inhibitors (5, 8) have been reported
in patients with psoriasis. Tebbe et al. associated this concurrence
with the presence of some human leukocyte antigen (HLA) loci
(A1, DRs5, DR7, and DR11) (3). In the case reported by Selvi et al.,
it was suggested that worsening of KS lesions despite discontinu-
ation of systemic immunosuppressive therapy might have been
related to intra-articular steroid therapy administered for pso-
riatic arthritis (2). Furthermore, in a KS patient with severe pso-
70

riasis and a history of phototherapy, the authors suggested that
the concurrent occurrence of psoriasis and KS may be related to
a common genetic basis (HLA A1, DR5, DR7, and DR11), and that
phototherapy may trigger KS formation by causing immunosup-
pression and virus activation (4).

Antihypertensive ACE inhibitors are known to have some im-
munomodulatory effects. In particular, ACE inhibitors inhibit in-
terleukin (IL)-12 production. IL-12 is involved in cellular immunity
and stimulates Thi-type immune response. Thus, the immuno-
suppressive effects of ACE inhibitors, immune changes caused by
psoriasis, and the presence of HHV-8 infection may contribute to
KS development (8). It should also be noted that, in addition to
the triggering effect on psoriasis, ACE inhibitors can be a predis-
posing factor for KS development in psoriasis patients.

In psoriasis, Th1 cells and related cytokines play a major role
in disease pathogenesis (1). Treatments that are intended to sup-
press the T cell response may trigger the development of iatrogen-
ic KS by causing immunosuppression (5). In contrast to previous-
ly published cases, our patient did not use immunosuppressive
drugs, was HIV-negative, and was diagnosed with classic KS. The
chronic inflammatory condition in psoriasis can induce some
neoplastic processes (9). In the present case, we considered that
psoriasis, which is a chronic, inflammatory disease, might have
triggered KS development by causing immune dysregulation.

Our case differs from other reports with concomitant venous
insufficiency and stasis dermatitis. In angioproliferative lesions
due to venous insufficiency and stasis dermatitis, acroangioder-
matitis (pseudo-KS) is initially considered. In the present case,
these two diseases were differentiated by means of histopathol-
ogy and immunohistochemistry (HHV-8 positivity). Nevertheless,
the preexisting psoriasis and stasis dermatitis in the patient con-
cealed the KS lesions, and delayed the diagnosis and treatment.

Que et al. presented two cases of non-HIV-related Kaposi’s sar-
coma in the setting of chronic venous insufficiency and proposed
that chronic venous insufficiency may be a predisposing factor for
KS in immunocompetent patients (10). In the present case report
we propose that KS development was associated with immune
dysregulation due to psoriasis, but venous insufficiency may also
play a role.

Some published cases have shown that KS lesions can mimic
venous ulcers, arterial insufficiency, vascular ulcers, and chronic
infected wounds (11). However, the concurrent occurrence of pso-
riasis, stasis dermatitis (venous ulcer), and KS has not been previ-
ously reported.
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Conclusion

In conclusion, we believe that careful monitoring is required for
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