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virtual high-throughput screening techniques are needed 
to identify unknown ligands (potential drug candidates) 
for ErbB2.[5]

Only extracellular Mycobacterium Leprae utilizes ErbB2 for 
downstream extracellular signal-regulated kinase (ERK) 
activation.[6] In contrast, lymphoid cell kinase (p56Lck) has been 
found to activate ERK 1/2 directly through a PKC ε-dependent 
(Protein Kinase C ε), MEK-independent (MEK = MAPK/Erk 
kinase; MAPK = Mitogen-activated protein kinase) pathway 
in intracellular Mycobacterium leprae.[7] Hence, ErbB2 inhibitors 
are unlikely to have a huge impact on leprosy therapeutics.

ErbB2 is a membrane protein with an extracellular region 
comprised of four domains, a single transmembrane helix 
and an intracellular region with a tyrosine kinase domain.[8] 
The structure (PDB: 2A91) used in the study, is a truncated 
one with three domains and 510 residues.[9] The structure of 
the entire extracellular region of ErbB2 bound to herceptin 
is available in PDB: 1N8Z.[10]

There is strong epidemiological evidence that genetic factors 
influence susceptibility to leprosy per se and to the leprosy 
type. Majority of the genes implicated in susceptibility to 
leprosy are immunity-related such as tumor necrosis factor-
alpha (TNF-α) and interleukin (IL)-10.[11] A recent study of the 
spatial structure of the transmembrane domains of dimerized 
ErbB2 identified certain single-nucleotide polymorphisms 
(SNPs) which can excessively stabilize dimeric ErbB2 leading 
to spontaneous signalling.[12] Although the obvious relevance 
is its oncogenic potential, the possibility of a similar 
nonimmune mechanism that increases the susceptibility to 
leprosy, cannot be overlooked.
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Sir,
The accuracy of prediction of relative or absolute ligand-
binding affinities is challenging in both theoretical and 
practical aspects.[1] Receptor-ligand docking simulation 
for membrane proteins is widely used in structural 
bioinformatics.[2] Ligand-binding site prediction is useful 
in antagonist-type drug search.[3,4] Ligand-binding site 
prediction for ErbB2, a membrane protein, was discussed in 
a previous report.[5]

The generation of highly effective signalling inhibitors 
targeting members of the ErbB family of receptor tyrosine 
kinases, EGFR and ErbB-2 has been discussed for a few 
years.[6] Of interest, Rambukkana et al. mentioned that 
during Microbacterium leprae-induced demyelination, 
Schwann cells proliferated significantly and generated 
a more nonmyelinated phenotype, thereby securing the 
intracellular niche for M. Leprae.[7] Recently, Tapinos et al. 
provided evidence that M. leprae-induced demyelination 

Letters to the Editor

MedknowPC
Rectangle

MedknowPC
Rectangle



Indian J Dermatol Venereol Leprol | May-June 2008 | Vol 74 | Issue 3274

was a result of direct bacterial ligation to and activation of 
ErbB2 receptor tyrosine kinase (RTK) without ErbB2-ErbB3 
heterodimerization, a previously unknown mechanism 
that bypasses the neuregulin-ErbB3-mediated ErbB2 
phosphorylation.[8] Therefore, it might be concluded that 
an ErbB2 antagonist could be useful in leprosy therapy, 
especially as a dedifferentiation signal in leprosy.[9]
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Clinico-mycological profi le of Clinico-mycological profi le of 
dermatophytosis in Jaipur, dermatophytosis in Jaipur, 
RajasthanRajasthan

Sir,

Jaipur has got a dry climate but in the summer, the 
temperature exceeds even 46°C with high humidity during 
the monsoon season. These climatic conditions favor the 
occurrence of fungal infections. To determine the clinical 

features and causative agent of dermatophytosis in the Jaipur 
area, a study was conducted over six months in the Skin 
Outdoor Patients Department, SMS Hospital, Jaipur. Clinical 
samples from 120 patients were subjected to potassium 
hydroxide (KOH) examination and culture isolation. 
Sabouraud�s dextrose agar (SDA) medium was used for the 
isolation, purification and maintenance of dermatophytes. 
Causative agents were identified microscopically. Out of 
120 diagnosed cases, 87 were found to be positive by KOH 
examination and 70 were culture-positive cases. Thus, 
the diagnosis of dermatophytosis could be established in 
58.33% of the cases examined.

In our present investigation, Trichophyton rubrum was the 
most predominant etiological agent reported from 32 cases 
(45.71%) [Table1]. It was isolated from all clinical types except 
tinea barbae. A review of the literature for dermatomycoses 
occurring in India and other countries also corroborated our 
finding that T. rubrum was the prevalent species.[1-3] George[4] 
has suggested that both the predominantly chronic nature 
of the infection and the adaptation of the dermatophyte 
to the human skin can explain the higher predominance 
of T. rubrum in India. The increased virulence in the Indian 
strains of all dermatophytes resulted from frequent human 
physical contact, which leads to favorable conditions for 
parasitism. The second-most common species was found 
to be T. mentagrophytes (14.29%), followed by T. violaceum 
(10%), T. tonsurans (8.57%), T. simii (7.14%), and Chrysosporium 
tropicum (5.71%).

T. schoenleinii (4.29%) was isolated for the first time from skin 
scrapings from Jaipur patients but only in cases with tinea 
capitis infection.

In the present investigation, tinea infections were more 
common in the 31-40 (23.33%) followed by 1-10 (22.5%), 21-
30 (19.17%) and 11-20 (17.5%) age groups. Tinea corporis 
was the most predominant clinical type reported in all age 
groups but a higher incidence was observed in the 21-30 
and 31-40 age groups. Similar results were also obtained 
by various other authors.[2,5,6] Tinea capitis was the second-
most common clinical type reported only in the 1-10 and 
11-20 age groups. It may be assumed that a higher freedom 
of movement, carelessness and perhaps, lack of guidance 
regarding personal hygiene could be the factors in exposing 
students to a higher incidence of tinea infection mainly by 
tinea capitis. It was also noted that patients of higher age 
groups were less frequently affected.

Tinea infections were more dominant in males (67.5%) than 
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