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Sir,

Cutaneous drug reactions have a wide variety of clinical

features. Lichenoid drug eruptions (LDE) are rare and

it may be difficult to differentiate them from idiopathic

lichen planus (1, 2). Gold, quinine, quinidine and peni-

cillamine are well-known inducers of such eruptions

(1, 2), but there are only a few reports of lichenoid

eruption induced by 3-hydroxy-3-methyl-glutaryl co-
enzyme A (HMG-CoA) reductase inhibitors (2, 3). Here

we report a case of fluvastatin- and lovastatin-induced

lichenoid eruption.

CASE REPORT

A 59-year-old woman suffering from hypertension and

hypercholesterolaemia presented with a 4-week history

of a bilateral pruritic, papulous eruption on the dorsal
aspects of her forearms, hands, on the volar surfaces

of her wrists, on the soles and to a lesser extent on her

trunk and thighs. Examination revealed multiple lentil-

sized, shiny, violaceous papules and larger (up to

161 cm in size) plaques (Fig. 1). Wickham’s striae

were seen on the surface of the single papules. She had

yellowish-white, lacework forming streaks on the oral

mucosa. There was neither other mucosal nor nail
or scalp involvement. The patient had begun taking

fluvastatin (20 mg/day) for hypercholesterolaemia 4

weeks prior to the eruption. The itching-burning

sensations caused by the skin signs were usually most

pronounced in the evenings after the drug had been

taken. Topical corticosteroids improved the lesions only

temporarily. Although the skin and mucosal lesions

were characteristic of idiopathic lichen planus, we
hypothesized that fluvastatin could be a causative

factor. The fluvastatin therapy was stopped and the

eruptions were treated by mometason-furoate ointment

(once daily, for 2 weeks). The antihypertensive treat-

ment (perindopril, 4 mg/day) remained unchanged.

The rash and the mucosal signs cleared slowly, within

3 weeks after cessation of fluvastatin, but the choles-

terol level rose again and she was prescribed lovastatin

(20 mg/day). After 2 weeks the eruption recurred and

a skin biopsy showed features of a lichenoid dermatitis
with ‘‘band-like’’ lymphocytic infiltrate in the upper

dermis as well as vacuolar alteration along the dermo-

epidermal junction in the epidermis. A hyperkeratotic

stratum corneum and colloid bodies were also observed

(Fig. 2). A diagnosis of lichenoid drug reaction was

made and lovastatin stopped. The rash cleared within 3

weeks, leaving mild post-inflammatory hyperpigmented

macules.

DISCUSSION

The HMG-CoA reductase inhibitors are widely used

and are effective drugs in the treatment of hypercho-

lesterolaemia. In the literature, cutaneous side effects

of this group of drugs (‘‘statins’’) have rarely been

described. Krasovec et al. (4) and Feldmann et al. (5)

reported patients with eczematous skin rashes possibly

due to simvastatin and pravastatin. There are only two

reported cases of lichenoid eruption due to HMG-CoA
reductase inhibitors. One is induced by simvastatin, the

other by pravastatin (2, 3).

Differentiating LDE from idiopathic lichen planus

is not easy. There are data showing that the absence of

Fig. 1. Multiple erythematous, shiny papules on the volar surface

of the right wrist.

Fig. 2. Histological examination revealed ‘‘band-like’’ lymphocytic

infiltrate in the upper dermis as well as vacuolar alteration along

the dermo-epidermal junction in the epidermis. Hyperkeratotic

stratum corneum and colloid bodies were also observed (H&E

staining).
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Wickham’s striae, eosinophils as well as plasma cells

in the cellular infiltrate and focal parakeratosis are

frequent features in LDE (2, 6). Although we observed

neither eosinophils and plasma cells in the infiltrate nor
focal parakeratosis in the biopsy of our case, based on

the following points we believe that she had a ‘‘statin’’-

induced lichenoid eruption: (a) the skin signs appeared

4 weeks after the initiation of fluvastatin therapy;

(b) after discontinuation of fluvastatin the rash dis-

appeared; (c) after a nearly 5-week period without any

medical treatment for hypercholesterolaemia there was

a similar (identical?) lichenoid eruption within 2 weeks
after initiating lovastatin therapy and; (d) the rash

disappeared again after discontinuation of the therapy.

Interestingly, the two drugs differ structurally from

each other. Lovastatin is a prodrug and requires

hydrolysis for the effective antilipaemic activity, while

fluvastatin exists in an active hydroxy acid form. Both

drugs (lovastatin after a hydrolytic process, that means

in its active form), however, are structurally similar
to HMG-CoA, and compete with this compound for

interaction with HMG-CoA reductase.

The HMG-CoA reductase inhibitors are frequently

used drugs. In view of our patient and the other pub-

lished cases, a possible association between lichenoid

eruptions and these drugs should be kept in mind.
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