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Abstract

Background: Sweet’s syndrome is a neutrophilic dermatosis, 
commonly associated with hematologic malignancies, infections, 
inflammatory bowel disease, medications, and pregnancy. It is 
rarely seen with solid tumors.

Case Presentation - We discuss a case here of a 60-year-old 
male with metastatic carcinoma prostate who presented with 
the classic Sweet’s syndrome lesions. The lesions did not re-
spond to topical steroids, however they did resolve after starting 
the patient on androgen deprivation therapy, darolutamide and 
docetaxel chemotherapy. This case is a great display of a possible 
treatment option of Sweet’s syndrome associated with a solid tu-
mor; a condition which is usually treated with corticosteroids or 
other immunosuppressants. 

Conclusion - Malignancy should be kept in mind as an underly-
ing cause while diagnosing Sweet’s syndrome and it should be re-
membered that this is a condition that can resolve with the treat-
ment of the underlying malignancy.
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Sweet’s Syndrome is a disorder classified as a neutrophilic 
dermatosis characterized by the accumulation of neutrophils in 
the skin. Patients present with a sudden onset of fever and rash 
consisting of multiple tender erythematous nodules or lesions 
on the upper extremities, face, and neck [1]. It most commonly 
presents in middle aged women [2]. It is most commonly id-
iopathic in etiology but around 10-15% of the time be part of 
a paraneoplastic syndrome related to malignancy [3]. In case 
of paraneoplastic disease, it is associated with a hematologic 
malignancy about 85 % of the time. Rarely, Sweet’s Syndrome 
can be related to solid tumors and even more rarely, adenocar-
cinoma of the prostate [3]. Most commonly, it is treated with 
systemic corticosteroids [4].  We discuss a case here of a pa-
tient with metastatic carcinoma prostate who presented with 
Sweet’s syndrome.

Case Presentation

A 60-year-old male presented to his Family Physician with 
generalized fatigue, progressive obstructive urinary symptoms, 
bone pain and rapidly growing skin nodules. On physical exami-
nation, the digital rectal exam revealed a large, fixed prostate 
tumor mass. Prostate Specific Antigen (PSA) was elevated at 
3240 ng/mL. His past medical history was significant for celiac 
disease and ulcerative colitis; however, his colitis had been in 

remission for more than a decade and he was not on any active 
medications. He was urgently referred to the Cancer Assess-
ment Centre. 

Staging investigations were arranged including a bone scan 
and Computed Tomography (CT) of his chest, abdomen, and 
pelvis. Imaging revealed widespread sclerotic metastatic dis-
ease throughout the skeleton, including the spine, pelvis, proxi-
mal femurs, ribs, sternum, scapulae, and left clavicle (Figure 1). 
Additionally, there were bulky hilar, mediastinal, and retroperi-
toneal nodes. Metastatic lymph nodes in the pretracheal, sub-
aortic, subcarinal and bilateral hilar regions were up to 30mm 
in size, periaortic lymph nodes up to 23mm in size and right 
external iliac lymph nodes 57x23mm in size.

The examination by his urologist revealed a bilateral tumour 
in his prostate that was clinically fixed to the pelvic side wall. 
The patient was started on bicalutamide and LHRH agonist 
therapy. The patient initially refused a prostate biopsy. He was 
referred to medical and radiation oncology for urgent consulta-
tions. The patient then agreed to a TRUS-guided prostate biopsy 
which revealed a Gleason score 4+5 adenocarcinoma in 12/12 
cores. There was evidence of perineural invasion and extra-
prostatic extension. There was no evidence of neuroendocrine 
differentiation of his cancer. 
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On assessment at the cancer clinic, the patient complained 
of rapidly progressive tender skin nodules on his face and dor-
sum of his hands. The skin nodules were his most distressing 
symptom. On enquiry, there was no history of prior dermato-
logic conditions. Examination revealed violaceous nodular skin 
lesions (Figure 2A & 2B) on his left thumb, proximal interphalan-
geal joint and right index metacarpophalangeal joint. There was 
superficial erosion and bleeding from the lesions. In addition, 
there was a 5mm erythematous non-ulcerated tender papule 
on his left cheek.

He was referred to dermatology who performed punch biop-
sies of both lesions on his hands. Clinically, the differential di-
agnoses included bullous dermatosis, pyoderma gangrenosum, 
lymphoma cutis, leukemia cutis and subcutaneous metastasis. 
Pathology revealed neutrophilic dermatosis, consistent with 
Sweet’s syndrome. The skin biopsy did not reveal any infectious 
pathogen or malignancy. Bloodwork was done to rule out a he-
matologic malignancy or flare up of his ulcerative colitis. The pa-
tient had an elevated ESR of 46 mm/hr and slightly elevated CRP 
of 12.7 mg/L. He had a mild anemia (hemoglobin of 112g/L) 
and otherwise normal complete blood count and normal serum 
protein electrophoresis. 

Dermatology recommended topical steroids (clobetasol 
0.05% ointment) and treatment of the underlying malignancy. 
The patient discontinued topical steroids after the first 2 weeks 
due to lack of response. The lesions resolved over the coming 
months with management of his underlying prostate cancer 
(Figure 3).

Medical oncology recommended triplet therapy with 
docetaxel chemotherapy and darolutamide in combination with 
his LHRH agonist therapy. Darolutamide was initiated about 2 
weeks after prostate biopsy. Docetaxel was added 10 weeks 
after initiation of LHRH therapy. His PSA trended down to 280 
ng/mL after two months of LHRH therapy.  After seven months 
of treatment, his PSA was 17.5 ng/mL and restaging scans re-
vealed significant decrease in the extent of lymphadenopathy 
and significant improvement in bone metastases (Figure 4). 
Follow up with dermatology 6 months after starting treatment 
of his prostate cancer revealed that his skin lesions had com-
pletely resolved. 

Patient tolerated triplet therapy well, with no need for dose 
reduction in the chemotherapy or the darolutamide. He com-
pleted 6 cycles of docetaxel and remains on ADT with darolu-
tamide. CT scan for response assessment after chemotherapy 
revealed persistent metastatic disease with diffuse bone me-
tastases but significant decrease in nodal metastases. PSA de-
creased from 2824 ug/L to 7.53 ug/L. Dermatology continues 
to follow up with the patient for consideration of immunosup-

Figure 1: Technetium Bone scan during initial staging workup, 
before start of any systemic therapy.

Figure 2A: Sweet’s syndrome lesion over right index metacarpo-
phalangeal joint before start of any systemic therapy.

Figure 2B: Sweet’s syndrome lesion over left thumb before start of 
any systemic or topical therapy.
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pressive medications or Intralesional Kenalog injections (ILK) if 
recurrence of the lesions occurs. 

Discussion

Sweet’s syndrome, while having been investigated heavily, 
has many clinical facets that remain unknown. The exact etiol-
ogy of Sweet’s Syndrome remains unclear, with many possible 
theories for its cause and pathophysiology. There are 5 major 
possible causes of Sweet’s syndrome – cancer, infections, in-
flammatory bowel disease, medications, and pregnancy [5]. 
It is likely that the cause is multifactorial. Since many patients 
experience fever and show peripheral leukocytosis, an infec-
tious process is suspected [6]. This is reinforced by the fact that 
tonsillitis or upper respiratory tract infections often precede the 

skin lesions by 1-3 weeks. Hence, a bacterial infection could be 
a reason behind the syndrome. Another possible cause is el-
evated granulocyte-colony stimulating factor [6]. Some cases of 
Sweet’s Syndrome have been associated with administration of 
G-CSF [7].

The biopsy of skin lesions in Sweet’s Syndrome reveals dif-
fuse inflammatory infiltrates of neutrophils in the dermis, the 
subcutaneous fat or in both. A systemic examination may reveal 
elevated white blood cell count, elevated erythrocyte sedimen-
tation rate and C-reactive protein. Sweet’s Syndrome can lead 
to a wide variety of clinical manifestations outside the skin. Ex-
tracutaneous Sweet’s Syndrome can cause a number of clinical 
symptoms depending on the location of the inflammatory infil-
trates, including encephalitis, arthritis, hepatitis and stomatitis.

Sweet’s syndrome has a long list of possible differential diag-
noses because many conditions can mimic one or multiple clini-
cal manifestations associated with it. Cutaneous conditions that 
present similarly to Sweet’s syndrome include drug eruptions, 
acral erythema and rosacea fulminans [8]. Many infectious con-
ditions present similarly, such as sepsis, cellulitis, herpes sim-
plex infection, syphilis, panniculitis, and tuberculosis. Reactive 
erythema such as erythema multiforme, and erythema nodo-
sum can present with similar symptoms. There are also many 
conditions that mimic Sweet’s syndrome histologically. These 
range from granuloma faciale and halogenoderma to leukemia 
cutis and pyoderma gangrenosum.

Most frequent symptom at presentation of Sweet’s syn-
drome is fever which is associated with skin lesions. The fever 
can precede the skin lesions by several days. Other symptoms 
which can be present include general malaise, headache, ar-
thralgias, and myalgias. The skin lesions are commonly tender 
papules or nodules that are red in color. Skin lesions are mostly 
present over the face, neck, and upper extremities. The lesions 
can coalesce to form plaques over time. Resolution after treat-
ment tends to be without scarring. There are many possible 
extracutaneous manifestations of Sweet’s syndrome as well. 
Cases have been reported with arthritis, encephalitis, blepha-
ritis, glomerulonephritis, aortic stenosis, pleural effusion, oral 
ulceration, and myositis. 

There are pathologic criteria for Sweet’s syndrome which 
include a diffuse infiltrate of mature neutrophils, local edema, 
leukocytoclasia and dilated small blood vessels. The overlying 
epidermis does not show much pathological change. Although 
the neutrophilic infiltrate is mostly found in the dermis, it can 
sometimes be present in the epidermis or in the underlying adi-
pose. Extracutaneous manifestations have sterile neutrophilic 
inflammation of the organ which is affected. While neutrophils 
are most commonly associated with Sweet’s syndrome, eosino-
phils and lymphocytes have also been found in these inflamma-
tory foci.

Sweet’s syndrome has a number of management options in-
cluding treating the lesions themselves or treating the underly-
ing responsible condition. Inn cases of paraneoplastic Sweet’s 
syndrome, resolution of the syndrome can occur with treat-
ment of the underlying malignancy. Tender skin nodules are 
generally managed with topical or intralesional corticosteroids. 
Systemic corticosteroids, e.g., prednisone, form the gold stan-
dard of treatment for Sweet’s syndrome especially when asso-
ciated with other systemic symptoms. Other first line systemic 
agents include potassium iodide and colchicine. Second-line 
systemic agents are indomethacin, clofazimine, cyclosporin and 

Figure 3: Resolution of Sweet’s syndrome lesions one month after 
completion of chemotherapy.

Figure 4: Improvement in bone metastases with triplet therapy as 
seen on restaging one month after completion of chemotherapy.
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dapsone. In a minority of patients, the lesions resolve spontane-
ously. Drug-related Sweet’s syndrome usually resolves with the 
discontinuation of the offending medication. In malignancy-as-
sociated Sweet’s syndrome, while the skin condition can resolve 
with the treatment of the underlying malignancy, there can be a 
resurgence with the relapse of the cancer. 

There are very few reports of Sweet’s syndrome associated 
with prostatic adenocarcinoma in the literature [9-12]. The 
few that are reported have had some confounding factor such 
as starting a new medication, or concurrent hematological or 
other malignancy. In almost all cases, the Sweet’s syndrome is 
treated effectively with corticosteroids. There is one older case 
report of a patient with metastatic prostate cancer developing 
Sweet’s syndrome that resolved and recurred without cortico-
steroids; however, it is unclear from the report if he was receiv-
ing any systemic treatment for his malignancy [11].

Our report is unique compared to those described in the 
literature as it describes a case of Sweet’s syndrome in the 
context of de-novo metastatic prostate adenocarcinoma. The 
patient had no other concurrent malignancy. The Sweet’s syn-
drome was felt to be a paraneoplastic syndrome and responded 
solely to effective therapy of his primary prostate cancer.

It should be noted that this patient also has a history of celiac 
disease and ulcerative colitis, possibly making him more pre-
disposed to an episode of Sweet’s syndrome given his baseline 
dysregulated immune system. In our case, the patient did not 
present with any gastrointestinal symptoms, and his colitis had 
been in remission long term without medication. In addition, 
the Sweet’s syndrome resolved completely without any system-
ic corticosteroids. With initiation of androgen deprivation thera-
py followed by triplet therapy, the patient’s symptoms resolved 
with time, suggesting a paraneoplastic etiology in this case.

This case report highlights the importance of considering 
malignancy when making the diagnosis of Sweet’s syndrome. 
It also highlights that Sweet’s syndrome can resolve with treat-
ment of the underlying cancer.
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