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CASE REPORT

Sweet’s Syndrome Limited on the Palms and Soles:

A Case Report
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Department of Medicine, Graduate School, Kyung Hee University, Seoul, Korea

Sweet’s syndrome was first described as a reactive derma-
tosis characterized by sudden onset of fever, leukocytosis,
and erythematous plaques infiltrated with neutrophils.
Therefore, Sweet’s syndrome is also known as acute febrile
neutrophilic dermatosis. However, subsequently, it became
clear that fever and neutrophilia in Sweet’s syndrome vary
depending on the case, and several other characteristics
have been described. The lesions in Sweet’s syndrome are
typically observed not only in the limbs but also in the face,
neck, and upper trunk. A 28-year-old female without a spe-
cific medical history presented in a hospital following the
complaint of painful erythematous patches and pustules on
her palms and soles. She had no previous history of palmo-
plantar pustulosis and other infections or malignancies. A
skin biopsy showed diffuse dermal infiltration of neutrophils.
Laboratory tests showed increased neutrophil count and er-
ythrocyte sedimentation rate. After systemic corticosteroid
administration was initiated, the lesions gradually disappear-
ed. The patient was subsequently diagnosed with Sweet’s
syndrome according to histology, clinical feature, and re-
sponse to treatment. However, there have been few reports
of Sweet’s syndrome confined to the individuals’ palms and
soles. According to the literatures, although the dorsum of
the hand is frequently affected, the palmoplantar involve-
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ment as in our case appears to be rare. (Ann Dermatol 33(5)
459~462, 2021)
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INTRODUCTION

Sweet’s syndrome, also known as acute febrile neutrophi-
lic dermatosis, was first described in 1964 by Sweet'. The
syndrome can be subdivided into the following groups:
idiopathic, malignancy associated, and drug-induced®. Cuta-
neous manifestation is characterized by tender erythematous
plagques, nodules, or papules. Prodromes such as fever, ma-
laise, or arthralgia are also observed. Histologic finding re-
veals diffuse infiltration of neutrophils in the dermis. The
lesions in Sweet’s syndrome are typically observed in the
face, neck, upper trunk, and limbs. A few cases of Sweet’s
syndrome in the literature have been localized on the in-
dividuals’ palms and soles. To the best of our knowledge,
this is the first case of Sweet’s syndrome in Korea with the
lesions only observed on the patient’s palmoplantar area.

CASE REPORT

A 28-year-old female presented with a 1-month history of
multiple bullae, pustules, and erythematous patches on her
palms and soles (Fig. 1). There was no previous history of
skin disease or family history of psoriasis. She also had no
other infection or medication history. During the first month
prior to the hospital visit, the skin lesions did not spread
beyond the palmoplantar area. However, the number of
lesions had increased.

On examination, multiple raised erythematous patches
covered with pustules and bullae confined to both her
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Fig. 1. (A, B) Multiple scattered
bullae, pustules, and erythematous
plaques with erosion on both palms
and soles.

Fig. 2. Subcorneal blister forma-
tion, edema of the papillary der-
mis, and diffuse dermal infiltration
of neutrophils and lymphohistio-
cytes are observed (A: H&E, x40;
B: H&E, x400).

palms and soles were found, accompanied by severe pain.
She did not complain of itching. The blisters were relative-
ly hard on palpation. Patient’s mucous membranes were
unaffected, and further general examination was unremark-
able.

Hematologic investigations showed an elevated white blood
cell count, specifically neutrophils. Patient’s erythrocyte
sedimentation rate increased to 53 mm/h, and her C-re-
active protein level was 9.1 mg/dl. Other laboratory results,
including serum biochemistry, immunoglobulins, antistrep-
tolysin O titers, viral titers, and potassium hydroxide prep-
aration for fungal infection and fungus culture, were nor-
mal or negative.

A biopsy was performed on the palmar lesion. The histol-
ogy showed subcorneal blister formation and spongiosis
in the epidermis, edema of the papillary dermis, diffuse in-
terstitial infiltration of neutrophils, and superficial and deep
perivascular infiltration of lymphohistiocytes and neutro-
phils without vasculitis (Fig. 2). The immunofluorescence
findings were negative.

These findings were consistent with the clinical diagnosis
of Sweet’s syndrome. The patient initially received oral pred-
nisolone at a dose of 20 mg/day, which led to an improve-
ment of skin symptoms. However, while tapering the dos-
age of prednisolone, there were two relapses. Again, the
patient took prednisolone at a dose of 20 mg/day; sub-
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sequently, the dosage was carefully reduced by 5 mg
monthly to 7.5 mg/day, and the patient’s skin condition
has well maintained with improved condition since then.
We received the patient’s consent form about publishing
all photographic materials.

DISCUSSION

Sweet’s syndrome (acute febrile neutrophilic dermatosis)
was first described in 1964'. Sweet’s syndrome is charac-
terized by fever, leukocytosis, and tender erythematous
plaques, which could be observed in any parts of the
body. On histology, a dermal infiltrate of neutrophils was
observed, several of which showed nuclear fragmenta-
tion”.

Sweet’s syndrome can be classified into idiopathic (50%
of patients), malignancy-associated (up to 35% of pa-
tients), and drug-induced”. The idiopathic type or classic
type typically develops few days after an upper respiratory
tract infection, and it is characterized by the sudden onset
of tender red-colored skin plaques and nodules. The sur-
face of the plaques can have vesicular or transparent ap-
pearance due to severe edema of the upper portion of the
dermis.

There are various atypical variants of Sweet’s syndrome.
Patients with inflammatory bowel syndrome may develop



a pustular variant characterized by pustules overlying er-
ythematous plaques. A second variant presents a subcuta-
neous manifestation, characterized by erythematous and
tender dermal nodules over the extremities, and a third
variant develops bullous or pustular lesions. New histo-
pathologic variants, such as histiocytoid, neutrophilic pan-
niculitis, and Sweet’s syndrome-associated leukemia cutis,
have recently gained special attention™®.

The diagnostic criteria suggested in 1986 have been gen-
erally accepted’. To establish the diagnosis of Sweet’s syn-
drome, two major criteria comprising characteristic skin
lesions and a largely neutrophilic infiltration of the dermis
without leukocytoclastic vasculitis should be observed in
addition to two of the following four minor criteria: (1)
pyrexia; (2) association among an underlying hematologic
or visceral malignancy, inflammatory disease, or pregnancy
or preceded by an upper respiratory or gastrointestinal in-
fection or vaccination; (3) elevated erythrocyte sed-
imentation rate and C-reactive protein levels and presence
of leukocytosis or neutrophilia; and (4) excellent response
to systemic steroid treatment or potassium iodide.

Multiple lesions appear predominantly, but isolated le-
sions have also been reported. The lesions in Sweet’s syn-
drome are typically observed not only in the limbs but al-
so in the face, neck, and upper trunk. Plaques are usually
several centimeters in size, but larger lesions up to 20 cm
in width have been described. Discrete pustules may oc-
cur close to more typical lesions. The lesion may involve
the mucous membrane. Rarely, systemic involvement is
possibly observed in the lungs, liver, kidneys, and central
nervous system. Histopathologic examination shows a
dense dermal inflammatory infiltration mainly comprising
neutrophils, with no features of leukocytoclastic vasculitis.
Sweet’s syndrome is generally accepted as a reactive der-
matosis. It is hypothesized that the pathogenesis of Sweet’s
syndrome is caused by helper T cells through the produc-
tion of cytokines, such as interferon-gamma, interleukin-2,
and interleukin-1, and granulocyte colony-stimulating fac-
tor, which are found to be remarkably elevated in the se-
rum of patients with Sweet’s syndrome®’. Another sug-
gested mechanism of the disease is the inappropriate func-
tion of neutrophils, including inadequate lysosomal en-
zyme activity, lowered oxidative burst, and both activated
and inactivated neutrophil chemotaxis'’.

Systemic corticosteroids or potassium iodide are the treat-
ment of choice for Sweet’s syndrome. Most of the patients
have a complete response to treatment. Dapsone is used
as a second-line treatment in patients who experienced re-
currence with systemic corticosteroids.

In this case, we initially suspected palmoplantar pustulosis.
However, we diagnosed this case as Sweet’s syndrome for

Sweet’s Syndrome Limited on the Palms and Soles

the following reasons: (1) sudden onset of painful skin le-
sions without itching; (2) diffuse dermal neutrophilic in-
filtration in the histopathological examination; (3) in-
creased erythrocyte sedimentation rate and C-reactive pro-
tein levels and presence of leukocytosis; (4) prompt re-
sponse to systemic steroid and completes treatment with-
out recurrence; and (5) exclusion of other diseases through
immunofluorescence and fungal study. Subcorneal blister
and spongiosis are not typical histological findings of
Sweet’s syndrome but are often observed''. The patient’s
clinical manifestation was larger bulla and pustule, than
the microvesicle. Moreover, the blisters were relatively
hard on palpation. For these reasons, dyshidrotic eczema
could be ruled out. In addition, the id reaction was differ-
entiated by excluding fungal infection through potassium
hydroxide preparation, fungus culture, and biopsy. Auto-
immune bullous diseases were ruled out on the basis of
biopsy findings, clinical manifestations, and negative im-
munofluorescence findings. In our case report, the patient
had no previous histories of palmoplantar pustulosis and
other infections or malignancies.

Sweet’s syndrome can occur anywhere in the body, spe-
cifically on the face, neck, trunk, and extremities. However,
there have been few reports of skin lesions confined to the
palms and soles. Consistent with our case, some reported
cases showed lesion recurrence after steroid withdrawal'>"*.
More studies will be subsequently required to confirm our
findings, but considering the palmoplantar involvement in
Sweet’s syndrome, a more careful tapering of steroid doses
is required.

If erythematous plaques with pustules confined to both
palms and soles are observed, clinicians will initially sus-
pect palmoplantar pustulosis. Based on our case report,
clinicians should be aware of the lesions in Sweet’s syn-
drome that are possibly confined to both palms and soles.
For suspected patients, additional history taking, labo-
ratory tests, and biopsy are required.
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