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Lichen Planus and Lichen Striatus: Opposite Ends  

of the Same Spectrum?
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To the Editor:

Lichen planus is an inflammatory dermatosis with 
an immunological pathogenesis that is not yet fully 
understood. It is characterized by an eruption consisting 
of pruritic violaceous polygonal papules that can affect 
the trunk or limbs and that may often have whitish 
linear striae, called Wickham striae, on their surface. 
Involvement of the mucosas is common.1

Lichen striatus is an asymptomatic dermatosis that 
generally occurs in childhood. It consists of small, scaly, 
erythematous papules of 1 to 2 mm in diameter, occasionally 
with a vesicular component, distributed in a linear band 
along the Blaschko lines.  The lesions are usually distributed 
unilaterally on a limb and, unlike those of lichen planus, 
usually leave a residual hypopigmentation.1 Bilateral or 
multiple lesions are very rare.2,3

We present a case that started as a linear eruption and 
subsequently became generalized.

The patient was a 7-year-old girl weighing 20 kg and 
with a history of celiac decease. She was seen for a pruritic 
linear eruption that had appeared 3 months earlier on 
the left upper limb, with involvement of the ipsilateral 
thumb nail. There was no fever or other clinical symptoms. 
The condition was diagnosed as lichen striatus, and we 
prescribed treatment with topical corticosteroids (0.1% 
methylprednisolone aceponate in a once-daily application).

After a month of topical treatment the lesions were 
no longer linear and localized, but had spread irregularly 
over the body. No mucosal lesions were detected. The 
lesions were shiny violaceous erythematous papules with 
a lichenoid appearance (Figures 1 and 2) that coalesced 
to form plaques spread randomly over the trunk, legs, 
and lumbar region. Some, such as those affecting the 
antecubital fossae, showed a degree of desquamation. 

Figure 1.  
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The cubital side of the left thumb nail was dystrophic 
and had longitudinal striations (Figure 2). The face and 
popliteal fossae were affected, as were the soles of both 
feet. There was also extremely intense erythema and 
scaling on the scalp. A skin biopsy taken from the arm 
showed a lymphocytic infiltrate at the dermal-epidermal 
junction with vacuolar degeneration of the basal layer and 
a deep perifollicular and glandular infiltrate (Figure 3). 
In this first biopsy, the lesions were both clinically and 
histologically consistent with lichen striatus. In a second 
skin biopsy from the lumbar region, orthokeratotic 
hyperkeratosis, wedge-shaped hypergranulosis, acanthosis, 
papillomatosis, a bandlike lymphocytic infiltrate at the 
dermal-epidermal junction, pigmentary incontinence, and 
colloid bodies were observed.   The infiltrate also extended 
towards deep glandular structures. High-dose (1 mg/kg/d) 
prednisone therapy was initiated, with no response after  
3 weeks. In view of the inefficacy of corticosteroid therapy 
and the severe scalp involvement (with the consequent 
risk of scarring alopecia), we decided to initiate treatment 
with cyclosporine at 2.5 mg/kg/d and obtained a clear 
improvement of all the lesions, including the nail 
dystrophy, in 6 weeks. 

Lichen planus and lichen striatus are entities that are 
well-defined clinically, although there may be cases in 
which the differential diagnosis is not really clear.

Generally, lichen striatus shows a linear distribution 
along the Blaschko lines,3-5 while lichen planus usually 
presents as papules or plaques that only occasionally 

exhibit a linear distribution.6 The differential diagnosis 
between linear lichen planus and lichen striatus involves 
very subtle clinical distinctions. For this reason histology 
is necessary, although given the similarity between the 2 
conditions, it is not always diagnostic.6 The absence of 
pruritus, a residual hypopigmentation, and a tendency 
to resolve spontaneously support the diagnosis of lichen 
striatus.1 In our patient the initially linear eruption became 
generalized, though with no apparent trigger; there was 
pruritus, residual pigmentation, and no clear evidence of 
spontaneous resolution. 

Histologically, lichen planus usually shows orthokeratotic 
hyperkeratosis, hypergranulosis, irregular sawtooth 
acanthosis, vacuolar degeneration of the basal layer of the 
epidermis, a bandlike infiltrate, apoptosis, pigmentary 
incontinence, and Civatte bodies.1 The histology in lichen 
striatus varies somewhat depending on the stage of the 
disease. A dense and occasionally bandlike lymphohistiocytic 
perivascular infiltrate can usually be seen. Epidermal 
hyperkeratosis with focal parakeratosis is a typical finding 
in lichen striatus but rare in lichen planus. The infiltrate 
can extend as far down as the eccrine glands and ducts. 
Such a finding can help differentiate lichen striatus from 
lichen planus. However, the histologic variability of lichen 
striatus is considerable and the findings may sometimes be 
indistinguishable from those of lichen planus.1

Cases of overlap between these 2 entities have been 
reported in the literature.

Herd et al6 described the case of a 37-year-old woman 
with an asymptomatic and spontaneously resolving linear 
eruption. Histologically, the condition was consistent with 
lichen planus and, in addition, showed occasional plasma 
cells in the papillary dermis. Rubio et al7 described the 
case of a 29-year-old woman with an asymptomatic and 
spontaneously resolving linear eruption that left residual 
hyperpigmentation. Histology showed acanthosis, 
hypergranulosis, basal layer degeneration, colloid bodies, 
and a bandlike lymphomononuclear infiltrate, more 
consistent with the microscopic diagnosis of lichen 
planus. Numata et al8 reported the case of a 21-year-old 
man who developed symptoms of linear lichen planus, but 
with histologic involvement of the eccrine sweat glands, 
following the intramuscular injection of triamcinolone 
acetonide.  

In our patient, the first biopsy (obtained from the 
initial lineal eruption) was consistent with lichen striatus, 
given the presence of parakeratosis and a deep glandular 
infiltrate. The second biopsy (taken from one of the 
generalized lesions), however, showed epidermal changes 
that were more characteristic of lichen planus.

In view of the intense involvement of the scalp and the lack 
of response to oral corticosteroid therapy, we decided to initiate 
treatment with cyclosporine. The result was spectacular and 
we were thus able to prevent scarring alopecia.

Figure 2. Nail 
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We present a case that had clinical and histologic 
characteristics both of lichen planus and of lichen striatus. 
This is exceptionally common, and supports the hypothesis 
that these 2 diseases represent the opposite ends of the 
same disease spectrum.
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Unilateral Allergic Contact Dermatitis of the Eyelid Caused  

by Iopimax
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To the Editor: 

Apraclonidine is a drug belonging to the group of a-2 adrenergic agonists; it is widely used as short-term 
additional treatment for chronic glaucoma in patients 
receiving medical treatment and who require additional 
reduction of intraocular pressure in order to delay 
treatment with laser or surgery. The drug is also widely 
used to control pressure within the eye after glaucoma 
surgery.

We report the case of a 63-year-old woman with a 
history of hypertension on treatment with Ameride 
(amiloride plus hydrochlorothiazide); the woman suffered 
from long-term glaucoma in the left eye for which she had 
been receiving treatment for several years with Xalatan 
ophthalmic solution (latanoprost, 50 mg). Despite this 
treatment, the last ophthalmic check-up, performed 
in early 2007, revealed high intraocular pressure and 
treatment with Iopimax (apraclonidine, 0.5%) ophthalmic 
solution was therefore added. The main objective of this 
additional treatment was to control intraocular pressure, 
as well as to delay surgery because the patient had already 
undergone surgery for glaucoma in the right eye. The 
patient consulted for an 8-month history of progressive 
and recurrent appearance of intensely pruritic, eczematous 

lesions on the upper and lower eyelids of the left eye; the 
lesions had developed after starting treatment with Iopimax 
and had improved substantially following application of 
different topical corticosteroids, although they recurred 
when corticosteroid treatment was suspended.

Examination of the skin revealed a small erythematous 
plaque with fine desquamation, located on each eyelid; 
desquamation was more accentuated on the internal 
surface (Figure 1). Laboratory tests (general analysis, 
immunologic study, and thyroid hormones) revealed no 

Figure 1. Eczematous lesions on the upper and lower left 

eyelids.


