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Sweet’s syndrome, or acute febrile neutrophilic
dermatosis, is a cutaneous condition that typi-
cally occurs as tender red plaques or nodules.
However, atypical presentations may occur and,
in our case, Sweet’s syndrome masqueraded as
facial cellulit is and soft t issue infections of the
extremities in a sporotrichoid pattern. Despite
treatment with broad-spectrum antibiotics, the
cutaneous lesions progressed. Results of skin
biopsy specimens of the facial plaque and a
nodule on the right upper extremity were diag-
nostic of Sweet’s syndrome. Simultaneous to
diagnosis, the patient also was found to have
acute myelogenous leukemia (AML).

Cutis. 2003;71:469-472.

We present the case of a woman with skin
lesions originally diagnosed as facial cellu-
litis and multiple soft tissue infections 

of the extremities in a sporotrichoid pattern. The
importance of an accurate diagnosis is essential
because Sweet’s syndrome responds to immuno-
suppressive agents instead of antimicrobial therapy.
In addition, recognition of Sweet’s syndrome is 
crucial, as it may occur in the context of under-
lying hematologic or autoimmune diseases.1

Case Report
A 54-year-old white woman presented with left facial
erythema, swelling, and pain. The patient was well

except for the onset of oral ulcers (canker sores) over
the previous month. Despite the presence of these
ulcers on the left side of her oral mucosa, she under-
went an elective right molar root canal. Within 
24 hours of the procedure, left facial erythema,
swelling, and pain developed. The initial diagnosis
was facial cellulitis. Even with the administration of
intravenous antibiotics, the erythema progressed,
and fevers developed, necessitating hospitalization.

On admission, the patient was febrile (tempera-
ture, 38.8°C) and appeared ill. Physical examination
revealed a sharply demarcated erythematous plaque
that extended from the left maxillary area to just
below the mandible (Figure). This area had woody
induration on palpation and sharp palpable margins.
There was scant, yellow serous drainage from the
lesion, along with mild skin denudation. Crepitus
and lymphadenopathy were not present. Along the
left side of the lower lip, there were 2 raised plaques
with vesicles on the surface. Examination of the oral
cavity showed numerous small (�2 mm) erosions on
the left buccal mucosa. The site of the dental proce-
dure was unremarkable. The findings from ophthal-
mologic and neurologic examinations were normal.
Three erythematous nodules (2–4 cm in diameter)
were present on her right forearm in a linear
sporotrichoid pattern. There was a single tender
nodule on her left forearm. The patient reported
that each nodule had occurred at previous venous
puncture sites over the past 3 days.

Results of laboratory studies yielded the follow-
ing values: white blood cell (WBC) count, 6700/�L;
hemoglobin level, 9.1 g/dL; erythrocyte sedimentation
rate, 135 mm/h; and platelets, 11.3�103/�L. The
automated WBC differential count was 65% neutro-
phils, 11% lymphocytes, 22% monocytes, 1% eosin-
ophils, and 1% basophils. A computed tomographic
scan of the head, sinuses, and neck revealed soft 
tissue swelling of her left face involving both subcu-
taneous and cutaneous tissues. No osseous involve-
ment or abscess formation was noted.

Even after aggressive antimicrobial therapy that
included piperacillin/tazobactam, clindamycin, and
acyclovir, she remained febrile, and the soft tissue

Sweet’s Syndrome Masquerading as 
Facial Cellulitis
Nancy F. Crum, MD; Philip A. Higginbottom, MD; Frederick C. Fehl, MD; Brad S. Graham, MD

Accepted for publication October 4, 2002.
Dr. Crum is from the Infectious Diseases Division and Dr. Graham
is from the Dermatology Department at the Naval Medical Center
San Diego, California. Dr. Higginbottom is from the Infectious 
Diseases Division and Dr. Fehl is from the Dermatology 
Department at the Scripps Clinic, La Jolla, California.
The authors report no conflict of interest.
The views expressed in this article are those of the authors and 
do not reflect the official policy or position of the US Navy, the 
US Department of Defense, or the US Government.
Reprints: Nancy F. Crum, MD, Clinical Investigation Department
(KCA), Naval Medical Center San Diego, 34800 Bob Wilson Dr,
Suite 5, San Diego, CA 92134-1005 
(e-mail: nfcrum@nmcsd.med.navy.mil).



470 CUTIS®

Sweet’s Syndrome

lesions progressed. Also, the patient developed
nodules on the extensor surfaces of both lower
extremities in a sporotrichoid pattern. In addition
to blood cultures, bacterial and viral cultures of the
skin lesions and an antistreptolysin O titer were
negative. Given the progressive nature of these
lesions, negative culture results, and lack of
response to antimicrobial agents, biopsies of the
facial plaque and a nodule on the right upper
extremity were performed. Results of skin biopsy
specimens revealed dense neutrophilia, leukocyto-
clasia, and marked dermal edema with bullae for-
mation. No evidence of vasculitis was identified,
and results from stains for microorganisms were
negative. Because of the lack of leukocytosis with
presumed infection and anemia, a manual blood
smear was examined. Results showed that several
blasts were missed by the automated WBC count.
Subsequently, a biopsy of the bone marrow was
diagnostic for acute myelogenous leukemia (AML),
M4 type. As a result, the patient was diagnosed
with Sweet’s syndrome associated with AML.
Treatment with a saturated solution of potassium
iodide, as well as chemotherapy with idarubicin
and cytarabine (araC), was instituted. All skin and
mucosal lesions cleared within 3 weeks of therapy,
without residual scarring. Three months after bone
marrow transplantation, the patient is currently in
remission without recurrence.

Comment
Sweet’s syndrome first was reported in 1955 in a
patient with AML.2 Robert Sweet subsequently
reported 8 cases in 1964 and described the salient
features of this new syndrome, leading to the
eponym “Sweet’s syndrome.” The alternate name of
this syndrome is acute febrile neutrophilic dermatosis,
which describes the fevers, tender erythematous
plaques, peripheral leukocytosis, and dermal neu-
trophilic infiltrates characteristic of the disorder.3

Diagnostic criteria were first proposed by Su and
Liu4 in 1986, with subsequent revisions.5

Clinically, Sweet’s syndrome is described as
painful erythematous plaques or nodules that occur
asymmetrically on the face, neck, and extremities.
The lesions may increase in size rapidly over days
and typically measure 2 to 10 cm in diameter.
Sweet’s syndrome also may present as other less-
recognized cutaneous findings, including bullae,
pseudovesicles, pustules, localized edema, or
abscesslike lesions.6-7 In our patient, Sweet’s syn-
drome masqueraded as cellulitis of the face and soft
tissue infections of the extremities in a sporo-
trichoid distribution. The facial plaque was diag-
nosed initially as erysipelas caused by Streptococcus 
pyogenes because of the lesion’s appearance and
sharp palpable margins.

The nodules on our patient’s upper extremities
occurred at previous venous puncture sites, explain-

Facial erythematous exuda-
tive plaque extending from
the left maxillary area to just
below the mandible. Vesicular
lesions are present on the
lower lip.

Figure not available online
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ing their sporotrichoid distribution. The occurrence
of skin manifestations at previous sites of trauma,
known as Köbner phenomenon, may occur in
Sweet’s syndrome, as well as Behçet disease and pyo-
derma gangrenosum.6

Sweet’s syndrome also may appear as vesicles or
pseudovesicles and therefore be occasionally con-
fused with herpetic infections of the skin and buccal
mucosa.6,8 In our case, 2 vesicularlike lesions were
noted near the lower lip, and several oral ulcers were
noted on the buccal mucosa. Despite empiric ther-
apy with acyclovir, the lesions persisted, and results
from viral cultures were negative. One of the skin
biopsy specimens showed a vesicle; however, viral
inclusions were not identified, and results from the
cultures were negative. Pseudovesicles as a presenta-
tion of Sweet’s syndrome have been reported and
linked to underlying malignancy.9

On laboratory examination, most patients pre-
sent with peripheral neutrophilia and leukocytosis.
Paradoxically, however, the WBC count may be 
normal or depressed due to an underlying condition
(eg, hematologic malignancy). An elevated erythro-
cyte sedimentation rate, C-reactive protein, or both
occurs in more than 90% of cases.

In addition to the clinical findings, the diagnosis
of Sweet’s syndrome requires pathologic demonstra-
tion of a dermal neutrophilic infiltrate. Leukocyto-
clasia, or fragmentation of neutrophil nuclei, is a

common finding.3 Classically, the epidermis is
spared, and there is no evidence of vasculitis; how-
ever, a recent report suggests that vasculitis may
occur as an epiphenomenon in Sweet’s syndrome.10

As in our case, biopsy is extremely useful to confirm
the diagnosis of Sweet’s syndrome and to rule out
other cutaneous conditions.

Sweet’s syndrome may be associated with a vari-
ety of underlying disease processes. These conditions
are divided into 3 main forms: classic, malignancy
associated, and drug induced (Table).5 Approxi-
mately 10% to 20% of Sweet’s syndrome cases are
related to an underlying hematologic condition,
most commonly, AML.

Treatment of malignancy-associated Sweet’s syn-
drome consists of chemotherapeutic agents, and in
drug-induced cases, the cessation of the causative
medication. Systemic corticosteroids—in a dose of 
1 mg/kg or 60 mg daily with a 4- to 6-week taper—are
recommended. Resolution of the systemic symptoms,
such as fevers, malaise, and myalgias, typically occur
in 2 to 6 days; skin manifestations resolve in 
2 to 3 weeks, without scarring. Corticosteroid-sparing
agents, such as potassium iodide, colchicine, indo-
methacin, dapsone, cyclosporine, and chlorambucil,
have been used with success in case reports.1,5-6

Currently, there are no comparison studies for these 
therapies, and corticosteroids remain the drugs of
choice when no contraindications are present. 

Conditions Associated With Sweet’s Syndrome*

Type of 
Sweet’s Syndrome Associated Condition or Inciting Agent

Classic Infections: upper respiratory tract (Streptococcus) and GI tract (Yersinia)

Vaccine related: pneumococcal and BCG

Inflammatory bowel disease: Crohn disease and ulcerative colitis

Pregnancy

Idiopathic

Malignancy Associated Hematologic: most commonly, AML

Solid tumor: carcinomas of the genitourinary system, breast, or GI tract

Drug Induced Granulocyte-colony stimulating factor,† trimethoprim-sulfamethoxazole, 
minocycline, nitrofurantoin, antiepileptics (eg, carbamazepine), 
antihypertensives (eg, hydralazine), oral contraceptives, and retinoids

*GI indicates gastrointestinal; AML, acute myelogenous leukemia.
†Most common medication related to Sweet’s syndrome.
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Potassium iodide is the most commonly utilized 
corticosteroid-sparing agent, with successful treatment
noted in several case reports.11,12 In our case, cortico-
steroids were avoided because of the aggressive use
of chemotherapeutic agents and the patient’s
immunosuppressed condition, though neither was
considered as an absolute contraindication. Despite
the severity and number of lesions, all manifesta-
tions of Sweet’s syndrome resolved completely in 
3 weeks with potassium iodide and chemotherapy.

The typical course of Sweet’s syndrome is resolu-
tion within 2 to 8 weeks. However, recurrence of
the lesions may occur in 20% to 30% of patients,
especially those with underlying malignancy. In fact,
a relapse of the hematologic malignancy may be pre-
ceded by a recurrence of Sweet’s syndrome.
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