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knee biarthritis especially degenerative disorders, inflammatory
diseases and infectious and crystal-related arthritis. Palmar keratosis
as well as biarthritis were then concluded to be paraneoplastic.
Patient underwent a lobotomy followed by a systemic chemotherapy.
After a 1-year follow up period, there was a partial improvement
of the knee arthritis and of the palmar keratosis, supporting the
paraneoplastic nature of these two manifestations.
The term ‘tripe palms’, also known as acanthosis palmaris,
pachydermatoglyphy and palmar hyperkeratosis, was initially
described by Clarke in 1977.1 To the best of our knowledge,
hundred cases of this rare paraneoplastic dermatosis have been
described.2 Cutaneous changes are more prominent over pressure
areas, like thenar, hypothenar eminences and the fingertips.
Recognition of this sign is crucial as it usually points to underlying
malignancy. At least 90% of cases occur in patients with an
internal malignancy, most commonly of the gastrointestinal tract
or lung (50%).3,4 TP is often associated with other paraneoplastic
cutaneous syndromes especially acanthosis nigricans (72%) and
sign of leser-trélat (10%).5 In our case, the patient has TP associated
with a paraneoplastic oligoarthritis. Only one patient with this
association has been previously described but he has polyarthritis.4
Paraneoplastic arthritis is rarely described and is more frequently
associated with solid cancers especially adenocarcinoma of the
lung and more rarely with haematological malignancies.6 Paraneoplastic knee monoarthritis is only recently described by Cantini
et al. In this series counting 296 isolated asymmetric non-erosive
knee monoarthritis, paraneoplastic knee monoarthritis was
observed in only 1.7% of patients. It occurred at an early phase of
non-SCLC, thus allowing the surgical resection of the tumour.7
When it is isolated, pachydermatoglyphy is generally associated
with pulmonary carcinoma.8 TP as well as arthritis follow a
parallel course with the underlying malignancy, usually improving
after treatment of the neoplasia. Their persistence could reflect
treatment failure.5
Patients presenting with TP and/or mono/oligo/polyarthritis,
especially heavy smokers, should be suspected to harbour an
occult malignancy, or have persistence of a known malignancy,
until proven otherwise.
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Frontal fibrosing alopecia:
treatment with oral dutasteride
and topical pimecrolimus
Editor
Frontal fibrosing alopecia (FFA) is a rather uncommon form of
cicatricial alopecia originally described by Kossard in 1994.1 It
is almost exclusively seen in postmenopausal women.1–3 It is
characterized by a slowly progressive recession of the frontotemporal hairline and, less often, loss of the eyebrows and alopecia
of the axillae, the pubic area or the limbs.2 Lichen planus and
androgenetic alopecia are the most commonly associated conditions.4
In most cases, the disease tends to spontaneous stabilization.
The aetiopathogenesis is largely unknown. It has been speculated
that targeted follicles might express specific antigens that induce
a T-lymphocyte–mediated reaction leading to follicular destruction.5,6
In addition, the localization at the frontal hairline, the predominance of postmenopausal women and the clinical improvement
obtained with antiandrogens suggest that androgens may also play an
important role.2,7,8 Even the true nature of FFA is questioned. It is not
clear if it represents a variant of lichen planopilaris with selective
topography,3,7–9 or a distinct type of lymphocytic cicatricial alopecia.6,9
A 55-year-old woman presented with an asymptomatic recession
of the fronto-temporal hairline and marked thinning of the
eyebrows (Fig. 1a,b) of 1-year duration. She had also partial loss of
the axillary hair, dating back 10 years ago. There were no other
skin, mucosal, or nail abnormalities. She was on iatrogenic
menopause for 15 years due to hysterectomy with ovarectomy for
the treatment of early-stage cervical cancer. Her personal, family,
and drug history was otherwise unremarkable. The patient had
been treated with topical corticosteroids without success.
Histologic examination revealed a perifollicular and perivascular
lymphocytic inflammatory infiltrate, associated with perifollicular
fibrosis. Laboratory investigation including complete blood cell
count, thyroid function tests, antinuclear antibodies, and sex hormone levels were within normal limits. Based on clinical and
histological grounds, a diagnosis of FFA was made.
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Figure 2 After treatment with oral dutasteride and topical
pimecrolimus, significant regrowth is evident in the fronto-parietal
scalp and the eyebrows.

Figure 1 Female patient with frontal hair line recession (a) and loss
of the medial part of the eyebrows (b).

After obtaining her informed consent, we started treatment
with oral dutasteride, 0.5 mg daily for 6 months, and pimecrolimus
1% cream, twice daily for 3 months. A significant regrowth was
observed in the eyebrows and the axillae and a moderate improvement
in the scalp (Fig. 2). Regrowth was evident even from the onemonth follow up visit. On the 4-month visit, loss of the medial
part of the eyebrows was noted. The patient was instructed to
reapply pimecrolimus 1% for 3 more months. After 1 month, the
eyebrows were restored. No side effects were reported during the
treatment period, except for constipation.
No recurrences have been noted 6 months since the completion
of treatment.
Treatment of FFA is challenging. Corticosteroids are the
first-line therapy, especially in the early inflammatory stage,2 but
relapse is the rule on their discontinuation. Intralesional triamcinolone acetonide provided a response rate of 40%, but it may
worsen fibrosis and atrophy of the advanced stages.8 Antimalarials
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have been tried with inconsistent results.2,3 Oral finasteride
(2.5 mg/day) combined with 2% minoxidil halted the progression
of FFA in four of eight patients, after 12–18 months.7
Dutasteride is a 5α-reductase inhibitor that blocks both type I
and II isoenzymes. It is about three times as potent as finasteride
at inhibiting type II 5α-reductase and more than a 100 times as
potent at inhibiting type I enzyme. Dutasteride can decrease
serum dihydrotestosterone (DHT) by more than 90%.10
In the literature, there is no previous experience with dutasteride
in FFA. Georgala et al. (data under review) treated with oral
dutasteride (0.5 mg daily for 12 months) 11 postmenopausal
women with FFA. Six (54.5%) of the patients showed a complete
arrest of the disease. Improvement began after 6 months of treatment. Data regarding the use of calcineurin antagonists in FFA are
lacking.
Our rational to combine dutasteride with pimecrolimus was
based on the current pathogenetic theories for FFA that involve
both a T-cell–mediated inflammatory reaction and androgens.
Dutasteride by achieving greater suppression of DHT can perhaps
succeed better results than finasteride. The addition of pimecrolimus improved and accelerated the therapeutic outcome.
In conclusion, our case suggests that the combination of oral
dutasteride with a topical calcineurin inhibitor may represent a
safe and effective therapeutic alternative for FFA.
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Acquired leucoderma after
henna tattoo in an Indian girl
Editor
Henna is a popular vegetable dye which is used for decorating
body and is obtained from the dried leaves of Lawsonia inermis.
The active dye agent of henna is 2-hydroxy-1,4-naphthoquinone
(Lawsone). Reports of contact allergic reactions1 and immediate
hypesenstivity2 to henna are rare events as traditionally henna is
used as a pure dye prepared from the stems and the leaves of the
plant, with addition of coffee or tea for enhancing the colour of
henna. The growing practice of mixing up of various chemical
dyes such as paraphenylendiamine (PPD; a known chemical sensitizer)
for enhancing the properties of henna has resulted in an increase
in the adverse allergic reactions caused by these tattoos.3–5
An 8-year-old Indian girl sought consultation for an area of
depigmentation over the site of henna tattoo which was applied
3 days ago on the dorsum of her right hand. The tattoo had to be
removed partially due to unbearable itching at the site of contact
and a depigmented patch was noted by the mother. There was no
family history of vitiligo, any prior contact with a similar tattoo in
the past or exposure to other dye. A well-defined patch of
depigmentation was noticed on the dorsum of right hand, exactly
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Figure 1 Multiple, depigmented macules under the henna tattoo
over the dorsum of left hand.

confirming to the lines of the Arabic henna tattoo (Fig. 1). There
was no erythema or vesiculation. Leucoderma caused by the PPD
in the henna paste was considered as the most probable cause.
Mometasone furoate cream was given for itching. Patch testing to
PPD or pure henna could not be performed due to its nonavailability. Skin biopsy was not performed considering the
cosmetic importance of the area. The child was lost to follow-up;
hence, the course of depigmentation could not be ascertained.
Allergic contact dermatitis to black henna has been reported in children
rarely. Valsecchi et al. reported post-inflammatory hypopigmentation in the same area of a pre-existent acute contact eczema from
henna tattooing.6 They later described two more patients: a 7year-old boy and a 14-year-old girl who developed a severe,
moderately painful and pruritic reaction to a paint on henna tattoo
exactly at the site of the tattoo. They tested positive for PPD on a
patch test.7 Similar reaction to henna tattoo was also reported in
an 11-year-old Austrian girl.8 The onset of reaction in 3–4 days
after the application of tattoo in our case suggests an allergic reaction
to the black henna (Arabic henna). However, the same could not
be confirmed in our case without the patch test. Contact leucoderma
has been described following use of agents such as monobenzyl
ether of hydroquinone, phenol and catechol derivatives. The short
time interval suggests a direct toxic effect of PPD or some other
chemical ingredient of the henna paste in these tattoos. The contact
leucoderma has been found to persist up to 2 years.7 Long-term
follow-up is required to assess repigmentation in these cases.
Histopathological and electronmicroscopic studies can provide
clues to the pathophysiological mechanisms involved.
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