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Abstract

Background: There are different literature data according to which small plaque parapsoriasis (SPP) and guttate parapsoriasis could be
considered as part of the various clinical forms of ME. However, there are no literature data that compare different control groups of patients
(receiving/ not taking antihypertensive medication) and the two important possibilities deriving from it, namely: 1) that certain drug forms could
be inducers of parapsoriasis and 2) that other drug forms could potentiate the transformation of existing parapsoriasis into T-cell lymphoma. We
describe a case of possible infectious and / or drug-induced SPP by discussing an important, albeit currently hypothetical link to the drug mediated
cancerogenesis.

Casereport: We present a 39-year-old man with a disseminated eruptive erythemo-papulo-squamous rash, localized on the skin of the trunk and
extremities. According to anamnestic data, skin symptoms date back to about 1 month when the patient was hospitalized in the ENT compartment
for severe throat pain. Primary empirical antibiotic therapy with clindamycin 4x 600mg/ daily i.v was performed on a regimen and partial remission
was achieved. Immediately afterwards there was a resumption of symptoms and the additional occurrence of skin lesions. From the conducted
tests, the presence of acute tonsillopharyngitis, focal infection of dental origin and elevated antistreptolysin titer was found. In parallel, the patient
receives antihypertensive therapy (ACE inhibitor and beta blocker) on the occasion of arterial hypertension. There was a suspicion for infectious and
/ or drug-triggered psoriasis gutata, as the subsequent histological study showed evidence of small plaque parapsoriasis.

Conclusion: Although there are anumber of literature data on the relationship between antihypertensive drugs and their pro-or anticancerogenic
action against various types of tumors, there is currently no data available to compare the existing risk of developing T- cell lymphoma in patients
with SPP and concomitant cardiac therapy with ACE inhibitors and beta blockers. We present a patient with triple histologically verified small
plaque parapsoriasis and we are discussing a completely new pathogenetic element: triggering in the framework a possible chronic infection and
systemic antihypertensive therapy. The selected retrospective or prospective analysis of wider groups of patients with chronic infections / systemic
antihypertensive medication as well as proven T cell lymphomas could provide clarity with respect to the shared by us observations in single
patients.
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Introduction Case Report

At present, small plaque parapsoriasis (SPP) is considered
as chronic idiopathic dermatosis [1]. There are no literature
data , which examine the possibility that the disease may be
medically or infrequently triggered. We describe the first case
of parapsoriasis small plaque form, in which we determine the
likelihood of induction by an active infectious process or drug
intake.

We present a 39-year-old man in good general condition
and a complaint about rash on the skin of the trunk, upper and
lower limbs. A month ago, the patient was hospitalized in the
ENT department for severe throat pain. An empirical antibiotic
therapy with clindamycin 4 x 600mg/ daily i.v was performed for
4 days with a temporary improvement, and after 4 days the throat
pain resumed and in parallel there was occurrence of rash on the
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skin of the body. Re-treatment with levofloxacin 500 mgx 1 / daily
for 10 days according to the antibiogram was initiated, as a result
of which the pains subsided, but the rash persisted. Ambulatory,
two independent histological examinations were performed,
according to which parapsoriasis data was established. The
patient suffers from arterial hypertension for which he accepts
perindopril/ indapamide 5mg / 1.25mg (1-0-0), nebivolol
5mg (1-0-0), as well as ademethionine (1-0-1) due to elevated
levels of liver enzymes. Within the dermatological examination,
a disseminated eruptive erythemo- papulo- squamous rash,
localized on the skin of the trunk and extremities, was observed
(Fig. 1a- 1d). Based on the clinical data, there was a suspicion for
infectious or drug-triggered psoriasis gutata. In the framework
of additional studies, acute tonsillopharyngitis, dental infection
(periodontitis chronica) and elevated values of antistreptolysin
titer (AST)- 614.84 IU / ml were found. Due to the possibility, at
the moment of hospitalization, that psoriasis guttata eruptiva
(still without histological verification by our institution) could
be medically triggered, a cardiologist was consulted, as a result
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of which the administration of perindopril / indapamide and
nebivolol was discontinued and replaced with doxazosin 2mg
(0- 0-1) and moxonidine 0.2mg (1-0-1). A skin biopsy was
taken, and histological verification once again revealed the
evidence for dilatated vessels and lymphocyte infiltrate with
scarce dermatropy, and diagnosis of parapsoriasis with small
plaques was made. Systemic therapy with methylprednisolone
was performed according to a regimen (2 days x 32mg / per day
intravenous, 2 days x 16mg / per day, followed by gradual dose
reduction by 10% per week, per os), as well as chloropyramine
hydrochloride x 1 amp. / i.m and esomeprazole x 40 mg/ daily,
per os. An antibiotic treatment with ceftriaxone x 2g / daily i.v for
7 days was performed on the occasion of the infectious process
data and a significant improvement in the clinical picture was
observed. Local therapy included calcipotriol / betamethasone
gel- once a day. A mandatory eradication of the infectious focuses
(acute tonsilopharyngitis and periodontitis chronicle) was
recommended.

Figure. 1a- 1d: Clinical findig: the presence of disseminated eruptive erythemo- papulo- squamous rash, localized on the skin of the trunk and

extremities
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Discussion

Due to the presence of a guttate clinical component in our
case and a clinical picture corresponding to eruptive psoriasis
guttate, we pose the question, whether if it is possible the
triggers of psoriasis to be actually also inducers of parapsoriasis
(with small plaques)? Certain authors even accept guttate
parapsoriasis and digitate dermatosis (SPP) as variants of small
plaque parapsoriasis [2]. How much these forms or subforms of
parapsoriasis are provoked by different triggers-at the moment
it is unclear!

Additionally, although defined as histopathologically
nonspecific, SPP is considered to be predominantly a CD4 + T
cell-mediated disease that, in some cases, contains a dominant
T-cell clone, which generates a doubt on the possibility of it being
a direct precursor of cutaneous T-cell lymphomas [1].

According to certain authors’ collectives, not only in large
plaque, but also in small plaque parapsoriasis, progression to
mycosis fungoides (MF) can be observed [3]. There are literature
data suggesting that SPP and guttate parapsoriasis actually
represent two of the many clinical faces of mycosis fungoides,
and on the other hand, MF may be presented with psoriasiform
plaques simulating psoriasis [4]. Indirectly, the latter is also
supported by the hypothesis that the drug and infectious inducers
of psoriasis induce parapsoriasis or at least the eruptive guttate
form described in the present case.

Interestingly, there is currently no literature data on the
possibility for development of mycosis fungoides in patients
with small plaque parapsoriasis and systemic antihypertensive
therapy (as well as those with or without chronic infections)
versus those without antihypertensive medication. A number of
literature data are linking antihypertensive medications with pro-
,as well as anticancerogenic anticancerogenic action with respect
to various cancers. While beta-blockers have some protective
action, according to certain authors in patients with histologically
proven thick melanomas, the sartans (irbesartan and valsartan)
have, according to the literature, pro-carcinogenic effects on the
development of melanoma [5-8]. According to other authors, the
intake of ACE inhibitors in turn is associated with an increased
risk of developing carcinoma [9].
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Literary data share the hypothesis of the probability of drug
induced pseudolymphomas; including drug associated reversible
T cell dyscrasias, which draw a strong morphological and
phenotypic parallel with mycosis fungoides [5]. This also leads
to the thought fot medication triggering of the small plaque form
of parapsoriasis? And hence for a possible switch to ME, which
also determines the need for regular clinical, paraclinical and
histological controls even after the elimination of the possible
trigger factor / component.
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