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Sir,
Cicatricial alopecias represent true trichological emer-
gencies, as they can lead to irreversible hair loss once
hair follicles are scarred. Thus, prompt diagnosis and
aggressive, early multi-modal therapy are crucial to
prevent disfiguring hair loss and the associated psycho-
social sequelae.

Here we present a rare case of successful reversal of
hair loss in discoid lupus erythematosus (DLE) scarring
alopecia using early combination treatment.

CASE REPORT

A 37-year-old man of East Indian origin was referred to our
clinic for evaluation of hair loss. The patient reported that he
first noticed hair loss on the vertex and right temple of the scalp
8 months before presenting at the clinic. The lesions were initi-
ally pruritic, but not painful. The patient stated that he attempted
to treat the areas with his wife’s topical steroid (betamethasone
0.025% cream). The patient denied any chemical or physical
trauma to the area. His review of systems was negative for
skin disease or other illnesses. He denied fevers, arthralgias,
photosensitivity, oral ulcers or other cutaneous changes. His
medical history was negative except for asthma treated with
albuterol inhaler (Ventolin®) when needed.

On initial presentation physical examination revealed four
erythematous to violaceous plaques with scaling and follicular
hyperkeratosis, 1-3 cm in size, three located over the vertex
and one located over the right temporal area. Dermoscopy was
employed to visualize the status of follicular ostia and showed
a decrease in the density of follicular ostia, particularly in the
lesion over the vertex.

Investigations included complete blood count and differential,
antinuclear antibody levels, anti-Ro, anti-La, TSH, ferritin,
liver and kidney function tests and urinalysis. All results were
within normal limits including a negative potassium hydroxide
scalp test for fungus. A baseline ophthalmological examination
was also completed.

Two 4-mm deep punch biopsies including subcutaneous fat
were taken from the scalp and submitted for histopathological
analysis and for immunofluorescent staining. The following results
were obtained: the total number of hair follicles was found to be
moderately reduced, within the range 15-32 (normal value: 40).
There were approximately 4 (12.5%) vellus and vellus-like hairs
noted at the epidermal level. There were 9 (28%) telogen/catagen
hairs. The histological sections showed a dense superficial and
deep periadnexal and perivascular lymphocytic infiltrate associated
with prominent vacuolar interface alteration. Alcian blue stain
showed foci of dermal mucinosis. Dyskeratotic cells were very
prominent. Sebaceous glands were partially absent or noticeably
shrunken. The presence of increased dermal mucinosis was helpful
in differentiating lupus erythematosus from lichen planopilaris.
In addition, finely granular diffuse deposits of IgG and C3 along
the basement membrane zone of epidermis and follicles on direct
immunofluorescence were typical of lupus erythematosus. Overall,
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the histological and immunofiuorescence findings were compatible
with discoid lupus erythematosus (DLE).

Shortly after the initial visit the lesions progressed in size
and coalesced in the vertex. They measured 7x3 cm in the
vertex area and 8 x2 cm on the right temple. A hair pull test
was positive in the affected areas.

Four weeks before presenting to our clinic the patient was
started on topical Clobetasol 0.05% twice daily in combination
with topical tacrolimus (Protopic®) and intralesional triamci-
nolone acetonide injections 10 mg/ml. Because the lesions
were progressing and the patient was very concerned about his
condition he asked for the maximal treatment available.

At our clinic the patient was started on the following regimen:
« oral prednisone 40 mg once daily, tapering by 5 mg/week

over 8 weeks;

hydroxychloroquine sulphate 200 mg twice daily;
topical clobetasol 0.05% twice daily;

 topical tacrolimus (Protopic®, Astellas Pharma US, Inc.)
twice daily;

 intralesional triamcinolone acetonide injections 10 mg/ml
every 4 weeks.

The patient tolerated this treatment regimen well. Four months
after initiation of the therapy, approximately 80% of hair
regrowth was observed in all lesions and no further progression
of scalp lesions could be detected (Figs 1 and 2).

DISCUSSION

DLE is the most common cause of primary cicatricial
alopecia. This scalp condition can be quite disfiguring
and can cause significant psychological distress and
physical discomfort to the patient.

It can present both a diagnostic and therapeutic chal-
lenge to a clinician. Differential diagnosis of DLE in-
cludes lichen planopilaris, alopecia mucinosis, subacute
folliculitis decalvans, pseudopelade of Brocq, dermato-
myositis and tinea capitis.

The goal of treatment of cicatricial alopecias is to
induce a remission of the disease process with arrest of
signs and symptoms. Delay in diagnosis and treatment
can lead to permanent destruction of pilosebaceous units
and irreversible hair loss. Thus, a scalp biopsy and a
careful clinicopathological evaluation are mandatory in
order to make a definitive diagnosis.

A step-wise approach is traditionally used, with
topical therapy in limited active disease for the first 8
weeks, followed by systemic therapy after 8 weeks if
the desired response is not achieved.

Topical treatment modalities include class I and class
1I corticosteroids in lotion, gel or foam formulations to
provide symptomatic relief. Intralesional triamcinolone
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Fig. 1. (a) Vertex area before treatment. (b) After 4 months of multimodal
treatment.

acetonide injections, 10 mg/ml every 4-6 weeks, can be
used alone or in conjunction with the topical treatments
(1). Despite the lack of evidence-based data, hydroxy-
chloroquine is considered first-line oral therapy in DLE
(2). Oral prednisone is often used as a bridging therapy,
starting at 0.5—-1 mg/kg and tapering over 8 weeks. If
symptoms and signs of the disease persist after 8 weeks of
first-line therapy then a second-line systemic drug is con-
sidered. These include oral retinoids (3), mycophenolate
mofetil (1), and cyclosporine (4). Other agents reported
in the literature as effective treatment alternatives include
topical agents tacrolimus (5), imiquimod (6), tazarotene
(7), and systemic agents methotrexate (4), azathioprine
(8), clofazamine (9), gold (10), dapsone (11), interferone-
alpha-2 and monoclonal anti-CD4 antibodies (12).

In this case, we used an aggressive, multi-modal treat-
ment approach employing both topical and systemic
therapy, because the disease was progressing rapidly and
because the patient desired the maximal treatment avai-
lable. An excellent treatment response was achieved with
not only arrest of symptoms and signs, but also successful
hair regrowth. In our experience this is a rare example of
reversal of hair loss in the treatment of DLE of the scalp.
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