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Recurrent spontaneous clearance of psoriasis during
exacerbations of concomitant chronic spontaneous urticaria
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1 | INTRODUCTION

Little is known about the potential links between psoriasis
and chronic spontaneous urticaria (CSU).I’2 Here, we de-
scribe a patient with long-standing plaque psoriasis, who
repeatedly experienced an almost complete but transient
spontaneous clearance of psoriasis after exacerbations of
concomitant CSU.

2 | CASE REPORT

A 36-year-old female patient had a 24-year history of moder-
ate, generalized plaque psoriasis covering 10% of her body
surface area. She had been heavily treated in the past for
psoriasis with multiple medications, including tacalcitol,
corticosteroids, cyclosporine, and UVB phototherapy, which
yielded only a partial response.

In August 2016, she presented to our allergy/immunology
clinic for daily generalized hives during the past 2 months. On
examination, the patient had unremarkable vital signs, and
the Psoriasis Area and Severity Index (PASI) score was 9.

In this case report, we describe a patient with a chronological relationship between
exacerbations of chronic spontaneous urticaria and remissions of concomitant gen-

eralized plaque psoriasis.

chronic, psoriasis, remission, spontaneous, urticaria

She denied any allergic diseases, as well as urticaria or an-
gioedema attacks in the past. Family history, medical history,
and prescribed drugs were unremarkable. In the laboratory
examinations, whole blood count, liver function tests, renal
function tests, serum electrolytes, erythrocyte sedimentation
rate, CRP, thyroid function tests, and C3 and C4 were nor-
mal; the antinuclear antibodies were negative, and total IgE
was 95.7 kU/L. The urticaria activity score (UAS) was 4, and
the 7-day UAS (UAS7) was 36.

The patient was diagnosed with CSU, and daily fex-
ofenadine (180 mg) was initiated with a good clinical re-
sponse. After 6 months, she discontinued the antihistamine
medication.

In September 2016, during the next exacerbation of CSU,
the patient had noticed spontaneous remission of her psori-
atic eruption. In December 2016, her psoriasis had almost
completely cleared.

InJuly 2017, she returned the dermatology clinic due to the
reappearance of psoriatic lesions. The affected body surface
area was approximately 10% (PASI score of 9). Ustekinumab
was prescribed, but the patient did not pick the medication up
from the pharmacy, and instead applied topical tacalcitol and

This is an open access article under the terms of the Creative Commons Attribution License, which permits use, distribution and reproduction in any medium, provided the original

work is properly cited.
© 2020 The Authors. Clinical Case Reports published by John Wiley & Sons Ltd.

1544 wileyonlinelibrary.com/journal/ccr3

Clin Case Rep. 2020;8:1544-1546.


www.wileyonlinelibrary.com/journal/ccr3
mailto:﻿
https://orcid.org/0000-0002-7713-423X
http://creativecommons.org/licenses/by/4.0/
mailto:allergologycom@gmail.com

MAGEN anp CHIKOVANI

corticosteroids. Since May 2017 and until February 2019, the
patient experienced a complete remission of CSU.

In March 2019, the patient visited our allergy and im-
munology clinic, reporting that the urticarial lesions and lip
angioedema had relapsed 2 months earlier. The patients' re-
corded weekly UAS7 score was 32. She was taking 180 mg/d
fexofenadine, without symptom relief. She also reported that
3 weeks after the appearance of urticarial lesions, her psoria-
sis had significantly improved.

The patient continued fexofenadine (180 mg b.i.d.) with a
satisfactory clinical response. In August 2019, the patient re-
turned to our clinic for follow-up; she was almost completely
cleared from psoriatic lesions (absolute PASI < 2; PASI 90
response).

The chronological sequences of the two disease condi-
tions are presented in Table 1.

3 | DISCUSSION

Here, we report a chronological relationship between exac-
erbations of CSU and remissions of concomitant generalized
plaque psoriasis. Although a chronological relationship can-
not be interpreted as causal, this possibility cannot be ruled
out. We found no reports on the correlation between disease
severity during CSU and psoriasis concomitance in the exist-
ing medical literature.

Mast cell (MC) activation is one of the earliest mor-
phological changes in developing both psoriatic lesions’
and CSU.* Moreover, induction of the Koebner reaction in
healthy-looking skin of patients with psoriasis is associated
with an increase in MC numbers, which peaks with the ap-
pearance of psoriatic plaques.” Compared to CSU, psoriasis
is considered to be a Th1-driven disease characterized by the
infiltration of several T-cell subsets, dendritic cells, neutro-
phils, natural killer T cells, and MCs.® Although MCs have
been thought to be proinflammatory in models of psoriasis,
this is not always the case. They can occasionally play the
role of immune suppressors/modulators in several diseases.’
Human MCs have been shown to express and release the in-
hibitory cytokines IL-10,® TGF-p,” and IL-37.'"° MCs have
direct effects on T cells, such as the induction of T regulatory
cells, which suppress inflammation.'' MC proteases, such as
tryptase and chymase, degrade proinflammatory cytokines
and alarmins, which results in an immunoregulatory effect.'?

It was previously reported that an inhibitor of Hedgehog
(Hh) signaling plays a role in epidermal hyperproliferation
in psoriasis.13 and that the neurofibromatosis type 1 (NF1)
tumor suppressor gene expression is poor in keratinocytes of
psoriatic lesions. 1 Ketotifen was shown to be effective in suc-
cessfully blocking NF1-associated neurofibromas by block-
ing mast cell degranulation.15 A similar mechanism might
have contributed to the suppression of psoriatic epidermal

The chronological sequences of chronic spontaneous urticaria and generalized plaque psoriasis

TABLE 1

Psoriasis treatment

CSU treatment

PACI

5-11

Psoriasis

UAS7

UAS

CSU

Tacalcitol, topical corticosteroids,

Generalized plaque psoriasis

No

10.1992-06.2016

cyclosporine, UVB phototherapy

Topical corticosteroids

Fexofenadine 180 mg qd

9
5

Generalized plaque psoriasis

CSU diagnosed

17.08.2016
05.09.2016

None

Fexofenadine 180 mg qd

Generalized plaque psoriasis

36
34

CSU exacerbation

<2 Fexofenadine 180 mg bid None

Spontaneous remission

CSU exacerbation

08.12.2016
11.03.2017

Fexofenadine 180 mg qd, None

<2

14

2

CSU clinical improvement

25.03.2017 discontinued

None

CSU complete remission

05.2017-02.2019

07.2017

Topical corticosteroids

9

Reappearance of generalized

CSU complete remission

plaque psoriasis

None

Fexofenadine 180 mg bid

CSU exacerbation

CSU active

04.03.2019

None

34 Fexofenadine 180 mg bid

19.03.2019
12.08.2019

<2 Fexofenadine 180 mg qd None

Almost completely cleared

CSU active

from psoriatic lesions
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Abbreviations: CSU, chronic spontaneous urticarial; PASI, Psoriasis Area and Severity Index; UAS, urticaria activity score; UAS7, the 7 d urticaria activity score.
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hyperproliferation in our patient during antihistamine treat-
ment of CSU exacerbations.

The observed association between psoriasis remission
and CSU exacerbation has no biologically plausible link and
might be casual.

Nonetheless, if a case represents a real negative con-
nection between the two diseases, CSU would be found at
a lower frequency in patients with psoriasis and vice versa.
This link should now be investigated using large epidemio-
logical surveys.
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