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Abstract 

Terbinafine is an anti fungal drug used worldwide to treat derma-
tophytosis. Although generally is well tolerated, several cutaneous 
side effects have been described. One of them is the induction or 
exacerbation of psoriasis, especially the pustular type. We describe 
a case of plaque-psoriasis induced by terbinafine in a young pa-
tient. Skin biopsy was performed to confirm the diagnosis and the 
suspected drug was discontinued. Biopsy showed regular epidermal 
hyperplasia with parakeratoses and neutrophils in the corneal layer. 
No fungal elements were observed. Improvement was observed after 
discontinuation of terbinafine. We present a new case of the induc-
tion of plaque-psoriasis after the use of oral terbinafine and conclude 
that this drug should be used with caution in predisposed patients.
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Introduction

Several drugs have been reported to exacerbate a preexist-
ing psoriasis, to induct lesions on uninvolved skin in patients 
with psoriasis or to precipitate the disease in people with or 
without family history. Frequent implied drugs are beta-block-
ers, lithium salts, synthetic antimalarials, NSAIDS and tetracy-
clines. However, other substances are considered possible trig-
gers: ACE- inhibitors, interferons and terbinafine [1]. We report 
the case of a patient who developed a flare up of psoriasis after 
initiating oral terbinafine.

Case presentation

A 16- year- old male consulted for skin lesions affecting his 
trunk and proximal aspects of lower limbs. Medical history was 
unremarkable, but his father had been diagnosed of psoriasis. 
The lesions were well-defined, erythematous, round or oval 
plaques with an elevated border (Figure 1A). The clinical sus-

pect of tinea corporis was confirmed by a positive culture for 
T. rubrum, and oral terbinafine (250 mg/day) was started. Eight 
days later the patient was admitted to the Emergency Room be-
cause of clinical worsening and pruritus. At this time, erythema-
tous plaques had appeared under the previous lesions, which 
presented now desquamation and scales (Figure 1B). A biopsy 
was taken but terbinafine was continued. Two weeks later the 
lesions changed their aspect, being now confluent, erythem-
atous-desquamating plaques in the sites described previously 
(Figure 2A). Because of the psoriasiform aspect of the lesions, 
calcipotriol/ betametasone cream was prescribed; although 
terbinafine was not discontinued (biopsy report was not avail-
able yet). A few days later, desquamation had disappeared and 
only erythematous, coalescent plaques were observed (Figure 
2B). Histopathological examination showed regular epidermal 
hyperplasia, parakeratoses with neutrophils in the corneal layer 
and mild perivascular and superficial infiltrate. No fungi were 
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observed on the stratum corneum (Figure 3). This was compati-
ble with psoriasis and terbinafine was discontinued. Blood tests 
were prescribed in case systemic therapy was necessary, but a 
week later a dramatic clinical improvement could be observed 
and no oral treatment was prescribed (Figure 2C).

Case discussion

Terbinafine is a widely prescribed antifungal drug with high 
selective activity against fungal squalene epoxidase, which ex-
plains its relatively benign side-effects and good tolerability [2]. 
However, 1 in every 10 patients develops a complication, gener-
ally abdominal discomfort, but cases of liver toxicity or central 
nervous system affection have been reported. Approximately 
3% are cutaneous reactions [3]: Exanthema, erythema and pru-
ritus, fixed drug eruption, alopecia and lupus. Life-threatening 
conditions such as Steven Johnson´s syndrome or erythroder-
ma may also occur. The induction of psoriasis, especially the 
pustular type, has been described, being sometimes difficult 
to differentiate from acute generalized exanthematous pustu-
losis (AGEP) [4,5]. A flare-up of inverse psoriasis may also occur 
[6]. Although most cases refer to the use of oral terbinafine, 
a plaque of pustular psoriasis may develop as a result of topi-
cal application of this drug [7]. The literature data indicate that 
terbinafine may exacerbate pre-existing psoriasis or be respon-
sible for the development of a psoriasis de novo, especially in 
predisposed patients. Although rare, generalized pustular pso-
riasis with alteration of liver function tests and leukocytosis may 
also occur [8], so physicians should monitor hepatic enzymes 
when serious cutaneous side effects take place during the use 
of terbinafine. These clinical reports have made some authors 
propose that oral terbinafine should not be the first antifungal 
drug in patients with personal or family history of psoriasis [4]. 
For these patients itraconazole should be considered. Never-
theless, although AGEP may occur with this drug [9], no pso-
riasis development has been reported with its use. Besides, no 
systemic antifungal therapy should be started without micro-
biological confirmation of fungal infection, as long as ungueal 
psoriasis may resemble onychomycosis and so terbinafine 
might be prescribed. Once pustular or other types of psoriasis 
have developed, treatment includes discontinuation of the drug 
and, according to the severity of the symptoms and the exten-
sion of the disease, systemic therapies may be required.

Figure 1: (A) Well-defined, round, erythematous-desquamative 
plaques with an active border, suggesting tinea corporis. (B). As-
pect of the lesions eight days after the introduction of terbinafine: 
erythematous plaques and thicker scales have appeared.

Figure 2: (A) Evolution of the lesions 15 days later, being now con-
fluent, psoriasiform, erythematous-desquamating plaques. Topical 
calcipotriol/ betametasone is prescribed. (B). A few days after us-
ing using calcipotriol/ betametasone cream desquamation disap-
pears and erythematous plaques remain. Histopathological con-
firmation of psoriasis is received and terbinafine is discontinued. 
(C). Great improvement of the remaining erythema a week after 
terbinafine discontinuation.

Figure 3A-D: HE. Skin biopsy of one of the lesions in figure 1B. Pso-
riasiform epidermal hyperplasia, mild perivascular and superficial 
infiltrate. Accumulation of neutrophils in the stratum corneum. No 
fungal elements are observed.

Conclusion

We present a case of severe plaque-psoriasis induced by ter-
binafine. These case report adds evidence to the recommenda-
tion that oral terbinafine should be used with caution, especial-
ly in predisposed patients. Moreover, a skin biopsy is advisable 
in case of lesions that change their aspect or if the patient refers 
symptoms different from the initial ones.
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