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Unveiling the bridge between neutrophilic
and autoinflammatory spectrum

Good response to old but gold colchicine

in a complex clinical association of Sweet
Syndrome with psoriasis and hidradenitis
suppurativa under treatment with ixekizumab

A 41-year-old woman sought for medical consultation to our de-
partment due to the sudden onset of fever together with painful,

Figure 1.—Clinical photos: A) left arm is affected by painful tender erythematous lesions, with marked rim and asymmetrically distributed in a relief
of mountain-range appearance; B) detail of the aforementioned lesions; C) hand palms shows little round bull’s-eye target lesions, with dark red
center and lighter pink edges, in an erythema multiforme-like fashion; D) a 6-mm punch biopsy revealed hyperorthokeratosis, acanthosis and focal
spongiosis, mild edema of the papillary dermis, perivascular and interstitial infiltrate, composed predominately of neutrophils, with no evidence of
necrotic keratinocytes or vasculitis, 20x EE.
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erythematous lesions affecting asymmetrically her limbs, trunk,
face and hand palms. Laboratory tests showed pharyngeal swab
positive for streptococcal colonization and neutrophil leukocy-
tosis. At clinical observation, the aforementioned lesions looked
like scarlet nuance edematous plaques, sharply demarcated by an
infiltrated peripheral rim in a relief of mountain-range appear-
ance (Figure 1A-C) while hand palms showed targetoid papules
in an erythema multiforme-like (EM) fashion. She suffered from
hidradenitis suppurativa (HS), scalp and nail psoriasis. She was
receiving ixekizumab 80 mg monthly after a first therapeutic
course with adalimumab could not achieve complete psoriasis
control.

Based on anamnesis and clinical appearance we raised sus-
picion for an outbreak of neutrophilic acute febrile dermatosis/
Sweet Syndrome (SS) secondary to streptococcal infection. Con-
sequently, we performed a 6 mm punch biopsy and histopatho-
logical findings resulted compatible with SS, with no evidence of
necrotic keratinocytes or vasculitis (Figure 1D).

Precautional blood screening for autoimmune and paraneo-
plastic conditions was advised with no significant findings. Pred-
nisone 0.5 mg/kg with slow tapering and amoxicillin-clavulanic
acid were prescribed. The response to corticosteroid therapy
was dramatic although at the beginning of tapering the patient
reported a mild relapse of SS lesions. Thus, colchicine 1 mg/
die was added as steroid-sparing agent in order to sustain and
consolidate the therapeutic response, leading to steroid cessation
in 3 months.

In this case report, some peculiar features can be highlighted:
firstly, the occurrence of SS triggered by infectious stimulus in
a patient already affected by psoriasis and HS, and secondly the
dual clinical presentation of SS, marked by typical lesions on the
body together with EM-like lesions at palms.

Notably, neutrophil dermatosis of the dorsal hands is regarded
as a subset of SS that can involve acral areas, but in our patient
dorsal hands were spared. To our knowledge, the association
of psoriasis, HS and SS characterized by two coexisting phe-
notypes on the body and hand palms has never been reported
in literature.! Psoriasis and HS share some pathophysiological
basis, namely the activation of specific proinflammatory signal-
ing pathways including TNF-a, IL-1, IL-12/23 and IL-17, result-
ing in neutrophils ‘sterile’ infiltration of the epidermal or dermal
layer.

Owing to that a patient already affected by psoriasis and HS
could be prone to develop another neutrophilic dermatosis, such
as pustolar psoriasis or SS, following an appropriate inflamma-
tory stimulus like a bacterial infection. On this regard, neutro-
phils’ double-edge knife behavior is crucial, from one side act-
ing as pivotal effectors of innate immunity but from the other
promoting cutaneous inflammation and disrupting keratinocytes
homeostasis.2 Moreover keratinocytes can enhance neutrophil
NETs formation through IL36 overproduction, in a sort of self-
maintaining inflammatory loop.3

From a therapeutic point of view ixekizumab, which resulted
effective on our patient psoriasis and HS, could not counteract
her tendency to develop SS. This is an interesting point since an-
ti-IL17 are successfully used in other neutrophils centered condi-
tions as pustolar psoriasis, pyoderma gangrenosum and Bechet’s
disease, while there are scarce evidences of their effectiveness in
SS. Wu et al. reported of a refractory SS treated with brodalum-
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ab,4 but further studies are needed to elucidate the role of Thl/
Th17 axis interplay in SS pathogenesis, and clarify if anti-IL17
drugs could represent a therapeutic choice in SS.

On the contrary, colchicine represents a remarkable option in
the drug armory for SS.

In spite of affordable side effects, it boasts pleotropic pharma-
codynamic actions, above all inhibition of neutrophilic extracel-
lular traps release, which is hypothesized to be one of the leading
pathogenetic mechanism either of autoinflammatory and neutro-
philic disease.>
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