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our study was 1.1%. Earlier studies on the prevalence 
of pediatric dermatoses from Kashmir valley, that have 
not enrolled infants and preschool children, have 
reported this figure to be 0.4%.[7] The higher prevalence 
could be due to inclusion of children aged less than 
6 years in our study. The lower proportion of acne 
which constituted 3.2% of all the cases is probably 
due our study being limited to the age group below 
16 years. Seasonal and dietary variations could also 
account for this difference. Genetic disorders such as 
ichthyosis were frequently encountered in our study. 
The higher occurrence of these keratinization disorders 
in our population can be explained by the fact that our 
institute is a referral center. Moreover, the incidence 
of consanguineous marriage is high among the Muslim 
population of our region and may explain the higher 
prevalence of genodermatoses.

We conclude that skin disorders are common in 
children in the Kashmir valley with infections forming 
the largest group, followed by pigmentary disorders 
and eczemas.
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Figure 9: Infantile hemangioma on the abdomen

Onset of psoriasis triggered by 
Mantoux test

Sir,
A 16‑year‑old girl presented with erythematous, 
scaly and mildly pruritic lesions over the left forearm 
for one week duration. She had undergone Mantoux 
testing with purified protein derivative (PPD) 
on the forearm two weeks previously, during 
investigations for pyrexia of unknown origin. The 
tuberculin response at that time had been recorded 
as negative. Subsequently, a scaly lesion appeared, 
initially over the site of tuberculin testing and 
later over other areas on the forearm. She had no 
personal or family history of psoriasis. Physical 
examination revealed an erythematous plaque 
measuring about 3 × 3 cm with silvery‑white scales, 
overlying the Mantoux test site [Figure 1] and 
some smaller lesions confined to the left forearm 
showing a positive Grattage test and Auspitz sign. 
Scalp, palms, soles and nails were not involved. 
Hematological and biochemical profiles including 
the results of erythrocyte sedimentation rate, serum 
calcium, anti‑streptolysin ‘O’ (ASLO) and pharyngeal 
culture revealed no abnormality. Chest radiography 
and ultrasonography of the abdomen also did not 
reveal any focus of tuberculosis. Histopathological 
examination showed hyperkeratosis, elongated rete 
ridges with suprapapillary thinning, absent granular 
layer, microabscess formation and mild chronic 
inflammatory infiltrate composed of mononuclear 

zaheer
Rectangle

zaheer
Rectangle



Letters to the Editor

Indian Journal of Dermatology, Venereology, and Leprology | September-October 2014 | Vol 80 | Issue 5452

cells in upper dermis corroborating the clinical 
diagnosis of psoriasis [Figure 2]. In the following 
weeks, multiple lesions of plaque psoriasis continued 
to appear over other parts of the body for eight and 
half months, after which the patient was lost to follow 
up [Figure 3].

A dysregulated innate immune system leading to 
antigen driven T‑cell recruitment, activation and 
subsequent effector cytokine release, has been 
hypothesized to result in inflammation and epidermal 
hyperproliferation in psoriasis. The role of an as yet 
unidentified antigen as being central to pathogenesis of 
psoriasis is being explored. Koebner phenomenon refers 
to the induction of lesions morphologically similar 
to a pre‑existing disease by physical trauma or injury 
in a previously unaffected site.[1] Such trauma can be 
either non‑infective physical insults like pressure, 
acupuncture, friction, burns or other cutaneous 
insults like tattooing, sunburn, bacterial, viral or 
fungal infections, and intradermal skin tests. Boyd and 
Neldner suggested that true koebnerization should be 
reproducible by a variety of insults and not just due to 
contact with external infective or allergic elements.[1]

Mantoux testing involves administering a standard 
preparation of PPD intradermally that results in a 
delayed type hypersensitivity reaction represented 
by local skin induration. Tuberculin testing like other 
intradermal tests can induce Koebner phenomenon 
simply due to the epidermal rupture it causes. 
Fadden et al. did not note the development of skin 
lesions following intradermal antigen tests in any 
of their Koebner‑negative patients and inferred that 
intradermal antigen tests are no more effective in 
inducing the Koebner phenomenon than injury 
alone.[2] However, Dogan et al. found development of 
psoriasis lesions at one or more injection sites in five 
of their Koebner‑negative patients. Of these, psoriasis 
lesions were seen at the site of injection of antigen, 
but not at the saline injected site in one patient, 
making them state that intradermal antigen tests were 
more effective in inducing the Koebner phenomenon 
than injury alone.[3] In addition, individual specific 
sensitivity to different antigens may be responsible 
for activating the cellular immune response and the 
disease in some patients.

A relapse of pre‑existing psoriasis following Mantoux 
test has been previously reported.[4] We were unable 
to find any previous reports of the development 

Figure 1: Erythematous scaly plaque over the flexor aspect of 
forearm overlying Mantoux test site (note smaller lesions in 
vicinity)

Figure 2: Hyperkeratosis with parakeratosis and microabscess 
formation, elongated rete ridges with suprapapillary thinning, absent 
granular layer, marked spongiosis and mild chronic inflammation 
in the dermis (H and E, ×100). Inset shows parakeratosis and 
spongiosis in higher magnification (H and E, ×400)

Figure 3: Classical psoriatic plaques over the back and buttocks
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of psoriasis in a previously unaffected patient 
following tuberculin testing. Koca et al. reported 
occurrence of guttate psoriasis‑like lesions following 
Bacillus Calmette‑Guerin (BCG) vaccination in a 
previously unaffected boy with a family history of 
psoriasis.[5] Takayama et al. demonstrated an increase 
in the expression of activated phospho‑Stat‑3 in the 
epidermal keratinocytes of the lesional skin in a girl 
developing psoriasis following BCG vaccination.[6]

The mechanism of induction of psoriasis in 
a previously unaffected individual following 
intradermal tuberculin testing needs to be 
addressed [Figure 4]. Some authors have taken the 
extreme view that the initial presentation of psoriasis 
is always the result of a Koebner reaction with the 
unmasking of dormant psoriatic skin by some form 
of trauma.[7] The possibility of intradermal testing 
providing optimum epidermal trauma for initiation 
of Koebner phenomenon in a predisposed individual 
leading to unmasking of latent psoriasis cannot 
be commented upon in our patient as she had not 
undergone any other intradermal test. Alternatively, 
mycobacterial heat‑shock protein may present 
the necessary antigenic stimulus to activate the 
immune response towards production of psoriatic 
skin lesions [Figure 4]. A high titer of antibody to 
mycobacterial heat‑shock protein hsp65 and other 
dominant mycobacterial antigens correlating with 

disease activity has previously been demonstrated 
in psoriasis patients.[8] An additive effect of both 
epidermal trauma and exposure to mycobacterial 
antigens cannot be ruled out. An exposure to 
mycobacterial antigens through the percutaneous 
route may perhaps be more effective in triggering 
psoriasis than through other routes.
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Figure 4: Hypothetical mechanisms of induction of psoriasis following Mantoux testing
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Acquired cutis laxa of face with 
multiple myeloma

Sir,
Cutis laxa is a rare dermatosis characterized by 
diffuse laxity of skin resulting in a prematurely aged 
appearance. It is most commonly an inherited condition. 
The acquired form is rare and has been associated 
with various conditions, including multiple myeloma, 
monoclonal gammopathy of undetermined significance, 
and heavy chain deposition disease. Cutis laxa usually 
follows a progressive course and there is no definitive 
treatment available.[1] We describe a 44‑year‑old female 
with multiple myeloma and cutis laxa localized to 
the face. She developed anasarca, which subsided 
following treatment for multiple myeloma leaving lax 
and wrinkled skin all over the body. Lax skin improved 
spontaneously elsewhere but persisted on the face.

A 44‑year‑old female presented to us with a two‑year 
history of loosening of skin over the face. Two years 
back, she had developed severe anaemia with associated 
anasarca and exertional dyspnea. She also had heavy 
proteinuria, hypoproteinemia and progressive renal 
failure. A kidney biopsy was performed which revealed 
mesangial cell proliferation and lobular accentuation 
of glomerular tufts with marked mesangial matrix 
deposition and eosinophilic periodic acid Schiff (PAS) 
positive nodules. Immunofixation electrophoresis on 
a 24‑hour urine sample was positive for kappa light 
chains. Serum immunofixation electrophoresis (IFE) 
revealed a stable monoclonal IgG‑λ M‑spike (0.5 g/dL). 

Serum β2‑microglobulin was increased. Bone marrow 
examination revealed 14% plasma cells. Based on 
these findings, a diagnosis of early multiple myeloma 
with nephrotic syndrome was made. She was started 
on a chemotherapy regimen consisting of thalidomide 
(100 mg/day), oral cyclophosphamide (150 mg/day) 
both for the first five days in every month with weekly 
intravenous dexamethasone (40 mg/week) along with 
loop diuretics. In addition, the patient was prescribed 
bortezomib which was discontinued by the patient 
after two months. Following one year of treatment, the 
anasarca subsided leaving behind loose wrinkled skin all 
over the body. Over the next one year, the skin over the 
extremities and the abdomen reverted back to normal; 
however, loosening of skin persisted over the face.

Examination revealed a healthy‑appearing woman, 
who appeared older than her stated age [Figure 1]. She 
had loose, sagging skin on the face and neck giving 
her a hound‑dog facies [Figure 2]. Skin over the ear 
lobules was lax. On stretching of the skin over face, no 
elastic recoil was seen. Her systemic examination was 
also normal. Hematoxylin and eosin (H and E) stained 
sections from a skin biopsy from the face showed a 
mixed cell infiltrate of lymphocytes and occasional 
neutrophils [Figure 3]. A special stain to demonstrate 
elastic tissue (Verhoff van Gieson) showed fragmented 
and clumped elastic fibers [Figure 4].

Based on her clinical features, a diagnosis of acquired 
cutis laxa localized to the face following multiple 
myeloma was made and she was referred to a plastic 
surgeon for surgical correction of redundant folds.

Cutis laxa is a rare condition characterized clinically by 
lax, pendulous skin and histologically by loss of elastic 
tissue in the dermis. It is a heterogeneous condition, 
which may be inherited as a dominant, recessive or 
X‑linked recessive disease, or it may be acquired. The 
face and neck are often affected, which produces a 
‘bloodhound’ appearance of premature aging. Mild 
trauma can lead to purpura due to skin fragility and 
this may lead to formation of fibrotic nodules over the 
bony prominences. There may be widespread, massive 
folds of lax skin, or the changes may be mild and 
confined to a limited area. Such cases may be confused 
as having anetoderma. The acquired cephalic form of 
localized cutis laxa presents characteristically as large, 
hanging loose ear lobes, blepharochalasis and lax 
nasolabial folds. Organs other than the skin may also be 
involved. Internal organ abnormalities like emphysema, 
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