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hyperkeratosis, vacuolation of the basal layer with melanin 
pigment incontinence. Cytogenic study of peripheral 
blood confirmed the diagnosis of Fanconi�s anemia which 
showed a spontaneous chromosomal breakage of 1.37% 
and mitomycin stress induced chromosomal breakage of 
4.52%. The cytogenic study was done at the Centre for DNA 
Fingerprinting and Diagnostics, Hyderabad.

Fanconi�s anemia is a rare autosomal recessive disorder. Cells 
from Fanconi�s anemia patients are uniquely hypersensitive 
to the damaging effects of DNA-modifying agents such as 
diepoxybutane and cyclophosphamide.[3] Currently, there 
are 11 known Fanconi�s anemia genes.[4] The usual age of 
detection of the disease is about seven years but it may also 
be apparent at birth or the diagnosis may not be established 
until the 3rd or 4th decade of life. Cutaneous and hematological 
abnormalities may be the presenting manifestations. There 
is a generalized dusky or olive brown pigmentation, often 
most intense in the lower trunk, flexures and on the neck. 
Raindrop-like, depigmented macules are scattered over the 
dusky areas of pigmentation;[5] rarely, café-au-lait macules 
may be seen. Our case has most of the classical clinical 
features of Fanconi�s anemia such as pigmentary changes, 
syndactyly and anemia. Affected children are usually slenderly 
built with short, broad hands and tapering fingers 

A constant feature of Fanconi�s anemia is progressive 
hypoplastic anemia with neutropenia and thrombocytopenia. 
Malformations of various organs are observed. Renal 
anomalies are seen in 28% of patients of Fanconi�s 
anemia, which include renal aplasia and horseshoe kidney. 
Microcephaly, mental retardation and hypogonadism are 
frequent. Some (21%) patients have ocular abnormalities 
such as strabismus and microphtlamia. Hypogonadism 
is seen in 20% of all patients. Giempietro et al, have also 
reported four cases of Fanconi�s anemia with pigmentary 
and digital anomalies.[6] Patients with Fanconi�s anemia 
have a higher incidence of hematological malignancies, 
particularly nonlymphatic leukemia. 

The course is often progressively downhill with death 
from infection, hemorrhage, or neoplasia. Most patients 
of Fanconi�s anemia respond to corticosteroid therapy. 
The neutrophil count increases in most patients but the 
platelet response is less consistent. Patients with Fanconi�s 
anemia need continuous maintenance androgen therapy. 
Hemopoietic stem cell gene therapy to reintroduce wild 
type cDNA, is a new concept in the treatment of hereditary 
diseases and may be applicable in Fanconi�s anemia as this 
disorder can be successfully treated by allogenic stem cell 

transplantation. Umbilical cord blood cell transfusion can be 
an alternative source of hemopoietic stem cells for allogenic 
transplantation. Morimoto et al, have treated a five year-
old girl suffering from Fanconi�s anemia with umbilical cord 
blood cell transfusion.[7]
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Co-occurrence of psoriasis and Co-occurrence of psoriasis and 
occlusive vascular diseaseocclusive vascular disease

Sir, 
Psoriasis is a chronic, immune-mediated disease that has 

Letters to Editor

MedknowPC
Rectangle

MedknowPC
Rectangle



Indian J Dermatol Venereol Leprol | July-August | Vol 74 | Issue 4400

a serious impact on the quality of life in affected patients.[1] 
Psoriasis patients are also prone to develop various systemic 
diseases such as diabetes, hypertension and thromboembolism, 
which might further impair their quality of life. Here, we 
describe a patient who presented to us with concomitant 
development of psoriasis and acute limb ischemia.

A 33 year-old male, chronic smoker (since 17 year, 
approximately half pack of beedis per day) presented with a 
generalized, scaly rash of one month�s duration and painful, 
blackish discoloration on the left leg of 25 days� duration. 
The lesions started initially on the elbows as scaly plaques. 
Within a short span, similar lesions appeared on the trunk 
and the right leg. Almost simultaneously, the patient 
noticed a painful discoloration on the left leg. There was no 
history of intermittent claudication. Cutaneous examination 
revealed the presence of erythematous, scaly papules and 
plaques distributed on the trunk, upper extremities, the 
right leg and the left thigh. The lower 1/3rd of the leg was 
distinctly spared and this part was cold to touch. A blackish 
discolouration with peeling of the skin was seen on the 
first two toes of the left foot, extending proximally up to 
the ankle [Figure 1]. Peripheral pulsations could not be felt 
below the left knee; systemic examination was normal. A 
diagnosis of psoriasis vulgaris with acute limb ischemia was 
made. The patient�s routine hemogram showed marked 
polymorphonuclear leukocytosis and elevated erythrocyte 
sedimentation rate (ESR). Lipid profile, serum electrolytes, 
renal and liver function tests were normal. Arterial doppler 
study showed complete occlusion at the level of the 
proximal popliteal artery on the left side with no evidence 
of reformation in the distal arteries. Skin biopsy from the 
scaly plaque was consistent with a diagnosis of psoriasis. An 
attempt was made to manage the lesions with a 20 mL/hour 
heparin infusion 25,000 units in 500 mL of normal saline, 

but did not help; hence, the left leg was amputated below 
the knee.

There is mounting evidence to support the hypothesis that 
psoriatic patients are more prone to develop cardiovascular 
complications than nonpsoriatic patients. In 1961, Reed 
et al, proposed an association between psoriatic arthritis 
and occlusive vascular disease.[2] In a prospective study, 
Gelfand et al, found that psoriasis confers an independent 
risk factor for the development of myocardial infarction; 
the relative risk being the greatest in young patients with 
severe psoriasis.[3] In their retrospective study, McDonald 
et al, have found that vascular occlusion (both arterial and 
venous) was more common among psoriatic than non-
psoriatic dermatological patients.[4] They have also observed 
that such occlusive episodes were more common (37.5%) in 
patients with definite cardiovascular risk factors such as 
smoking, than in patients without these risk factors (3.3%). 
Our patient too was a chronic smoker, which facilitated our 
diagnosis of vascular disease and its association with the 
observed psoriasis in our patient, as smoking predisposes 
the patient to a high risk for thrombus formation. 

The exact mechanism by which psoriasis predisposes patients 
to vascular occlusion is unknown although many theories 
have been proposed. McDonald hypothesized that vascular 
occlusion could be related to the increased leukotreine 
(LTB4) levels in psoriasis. LTB4 is known to mediate neutrophil 
chemotaxis, endothelial damage and platelet aggregation, 
which leads to thrombus formation.[5] Genetic studies have 
demonstrated that psoriasis and cardiovascular diseases 
share common pathogenic features in which for example, 
inflammatory cytokines such as tumor necrosis factor-α 
(TNF-α) and interleukin-1 (IL-1) play critical roles.[6] Yet 
another study postulated that the severity of psoriasis (as 
measured by the psoriatic area severity index) correlated 
strongly with P-selectin, which is expressed in activated 
platelets. This has been implicated in the pathogenesis of 
occlusive vascular diseases in animal models.[7] A recent 
study has shown that plasma homocysteine levels are 
raised in psoriasis.[8] Hyperhomocysteinemia is also found 
in chronic smokers and is an independent risk factor for the 
development of peripheral vascular disease. Elevated levels 
of homocysteine are associated with endothelial injury and 
thrombus formation.

To conclude, psoriatics may have an inherent risk of developing 
cardiovascular diseases. The problem may be compounded 
if there are associated risk factors such as smoking. Hence, 
counseling with the aim of behavioral modification of such 

Figure 1:  Gangrene of the left foot and scaly plaques on the 
dorsum of the right foot
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risks should be considered as an adjuvant to any therapeutic 
protocol for patients with psoriasis 
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Topical dinitrochlorobenzene Topical dinitrochlorobenzene 
(DNCB) for alopecia areata: (DNCB) for alopecia areata: 
RevisitedRevisited

Sir,
Treatment of alopecia areata with topical immunotherapy 
by contact sensitizers is an effective and accepted 
therapeutic modality in the treatment of chronic severe 
alopecia areata.[1,2] The contact sensitizers used in alopecia 
areata are dinitrochlorobenzene (DNCB), diphenyl-cyclo-
propenone (DPCP)[3] and squaric acid dibutyl ester (SADBE). 
We used DNCB in the treatment of chronic resistant 
alopecia areata.[4]

DNCB powder was dissolved in acetone and diluted in 
appropriate concentrations of 0.001%, 0.01%, 0.05%, 0.1%, 
0.5%, 1%, 1.5% and 2% solutions. Solution was stored in dark 
bottles until use in room temperature. DNCB was applied 
using cotton buds. Sensitization was done by applying 2% 
DNCB over 4 x 4 cm area on back during the first visit. After 1 
week, weekly applications of DNCB were done starting with 
lowest concentration (0.001%) to the affected area of hair 
loss. Patients were advised to avoid washing the area and 
protect it from sunlight for 48 hours. Applications of DNCB 
were repeated weekly with increasing concentrations. Aim 
was to produce moderate eczema. Mild to moderate eczema 
was maintained by titrating the DNCB concentrations. The 
patients were advised to inform about any side effects 
during the treatment period. If there was no sensitivity after 
12 weeks, it was considered as treatment failure and the 
patient was withdrawn from the study.

A total of 22 patients were included in the study. The 
total duration of the study was 6 months. All the patients 
completed the study period. Out of 22 patients, 2 patients 
had only beard involvement, 8 had only scalp, 3 had ophiasis 
pattern, 5 had alopecia totalis and 4 had alopecia universalis. 
Complete hair growth with terminal hairs was seen in 
8 (36.36%) patients and 4 patients did not respond at all. 
Remaining 10 patients had variable response. Side effects 
observed during the study period were hyperpigmentation, 
irritation, fever and lymphadenopathy. Six months of follow-
up was done in 20 patients, 2 patients were lost to follow-up. 
Two patients with complete hair growth developed patchy 
hair loss after 3 months during the follow-up period.

The only disadvantage of DNCB is its mutagenicity by Ames 
test. However, drugs like norfloxacin, isoniazid and psoralen 
with ultraviolet A (PUVA) treatment, textile dyes and fumes 
of oils have also been found mutagenic by Ames test.[5-7] The 
most potent mutagenic agent in early trials of Ames test is 
parsnip juice. DNCB was found non-carcinogenic when fed 
in large doses in rats, mice, guinea pigs and man. Happle 
and Edternacht et al,[5] had a good response with DNCB. The 
effect was seen in all 7 patients with moderate hair loss, in 
12 out of 13 patients with extensive hair loss and in 14 out 
of 23 patients with alopecia areata totalis. Treatment was 
successful in 26 out of 31 patients with a history of duration 
of disease 5 years or less and 7 out of 12 patients with 
history of more than 5 years. There is renewed interest in the 
immunomodulatory effects of topical DNCB in patients with 
human immunodeficiency virus (HIV) infection and systemic 
lupus erythematosus.[7] During almost 10 years of topical 
DNCB therapy in HIV patients world wide, the only reported 
side effect has been localized dermatitis at the application 
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