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The present study confirms that patients of vitiligo have 
an increased tendency to opt for CAM as compared 
to other diseases of similar cosmetic significance like 
melasma and pityriasis versicolor. The reason for this 
preference seems to be uninfluenced by sex, literary 
status, socioeconomic status, type and initial site of 
disease. Singh et al. has also failed to observe the 
influence of age, sex, marital status, religion, level of 
education and income in preference for CAM in the 
Indian community in South Africa.[4] However, in US 
and Australian studies, higher levels of education 
and socio-economic status were significant positive 
correlates of CAM use[2,5] while age and gender had 
no influence on the same.[3] The patients who tried 
CAM expected a complete cure and were influenced 
by family and friends to seek alternative cures. This 
may be because the stigma associated with vitiligo 
leads to immense social pressure to get complete cure 
which is promised by the advertisements of CAM. The 
influence of family and friends was also documented 
by Singh et al. as greater than half (51.9%) of CAM 
users did so either upon the advice of someone they 
knew, or after noticing a CAM advertisement.[4]

The present study by virtue of its study design had the 
limitation that the vitiligo patients opting for AM only 
could be assessed, while those never opting for AM 
could not be included. 

The belief in CAM for vitiligo is probably ingrained in 
the historical background of this disease in a particular 
community, which needs further evaluation. 
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Localization of T-cell subsets 
in cutaneous lichen planus: 
An insight into pathogenetic 
mechanism

Sir, 
We would like to report the results of our evaluation of 
T-cell subsets in cutaneous lichen planus (LP). For the 
study, 20 cases of cutaneous LP over a one-year period 
(2007-2008) were included and diagnosis confirmed 
by a review of the clinical and histopathological 
features. Patients with features suggestive of systemic 
lupus erythematosus, human immunodeficiency 
virus infection or other chronic medical illnesses 
were excluded. Immunohistochemistry for T-cell 
helper subset (CD4, BioGenex, USA) and T-cell 
cytotoxic/ suppressor subset (CD8, BioGenex, 
USA) was performed on serial sections using the 
immunoperoxidase technique. The biopsies were 
examined for inflammatory cells at two locations – 
dermo-epidermal junction and upper reticular dermis 
(perivascular locations). Quantification of CD4 and 
CD8 T cells was performed by two independent 
observers at X200 magnification. A mean of the 
observations were taken and the relative proportion 
(percentage) of CD4 and CD8 subsets of T cells at each 
location was calculated. Non-parametric test was used 
to find the significance of difference in T cell subsets 
at the two locations.

The mean age of our cases was 36.95 ± 16.32 years with 
slight predominance of females (male: female 1:1.5). 
Skin biopsies in all cases showed the characteristic 
histopathological features of lichen planus. At the 
dermo-epidermal location, the percentage of CD4+ 
cells ranged from 10 to 50% of total number of T cells, 
with a mean of 32.3% of cells. On the other hand, 
CD8+ T cells [Figure 1a, b] ranged from 52 to 90%, 
with a mean of 67.7% of cells. In contrast, the peri-
vascular location showed preponderance of CD4+ cells  
[Figure 1c] ranging from 50 to 88% (mean 69.65%) 
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in the sparse number of T cells present. The CD8+ T 
cells ranged from 12 to 50%, with a mean of 30.35% 
of cells. 

The relative percentages of CD 4+ and CD 8+ T cells 
at the dermo-epidermal junction and in lower dermis 
are tabulated in Table 1. The difference in percentage 
of CD 4+ T cells between dermoepidermal junction 
and perivascular location was statistically significant 
(Mann-Whitney test, P<0.001). Similar results were 
obtained for CD8+ T cells, as shown in Table 1.

LP is a chronic muco-cutaneous inflammatory disease 
with typical histopathological changes of compact 
orthokeratosis with hypergranulosis, irregular 
acanthosis, basal cell damage and a band-like infiltrate 
of lymphocytes.[1] Elaborate studies have been 
performed in cases of oral LP to analyze the subsets 
of T lymphocytes. The majority of subepithelial and 
intraepithelial inflammatory cells in oral LP are CD8+ 

T cells.[2,3] Activated CD8+ T cells trigger basal cell 
apoptosis through perforin/ granzyme or Fas/ Fas ligand 
pathways.[2] At the same time, most of the lymphocytes 
in lamina propria of oral LP are CD4+ helper T cells.[4] 
In cutaneous LP also, the inflammatory cells have been 
shown to be T lymphocytes with majority expressing 
HLA-DR antigen and some showing expression of IL-2  
receptor.[5] Earlier analysis of the various subtypes of 
T cells has yielded contradictory results, with some 
authors demonstrating predominance of helper-
inducer CD4+ T cells and others reporting suppressor-
cytotoxic T lymphocytes as the main subset present in 
the infiltrate.[4,6] We found the presence of CD8+ effector 
T cells as well as CD4+ helper T cells in cutaneous LP. 
The present study supports the primary role of CD8+ 
cytotoxic T cells in keratinocyte damage, since the 
dermo-epidermal infiltrate was seen to be composed 
predominantly of CD8+ T cells. The perivascular 
localization of CD4+ T cells is an indicator of the 
possible assistance offered to the cytotoxic CD8+ cells 
by secretion of Th1 cytokines. Keratinocyte damage 
by CD8+ T cells would lead to basement membrane 
disruption, paving way for the influx of more CD8+ 
T cells and further basal cell damage resulting in a 
vicious cycle leading to chronicity of the disease. Our 
results on cutaneous lichen planus are similar to those 
postulated for oral LP.[2,3] The predominance of T cells 
in the inflammatory infiltrate, as seen in our study, 
also excludes a primary role of humoral immune 
mechanism in the pathogenesis of cutaneous LP. With 
the advent of directed immunotherapy, a detailed 
study of the pathogenetic mechanisms would provide 
further refinement of the therapeutic strategies for 
patients with cutaneous lichen planus. The results of 
the present study require to be confirmed in further 
studies. 

In conclusion, cutaneous lichen planus is a T-cell 
mediated inflammatory disease with pathogenetic 
role of both CD8+ cytotoxic T cells and CD4+ helper 
T cells. There is a predominance of cytotoxic T cells 
in the dermo-epidermal infiltrate responsible for 
keratinocyte damage. Helper/ inducer CD4+ T cells 
are found in the perivascular dermal infiltrate, which 
may be assisting the cytotoxic cells in the keratinocyte 
damage. 

Safia Rana, Ruchika Gupta1, Sompal Singh, 
Sandip Mohanty2, Kusum Gupta, 

Madhur Kudesia
Departments of Pathology and 2Skin & V.D., Hindu Rao Hospital and 

1All India Institute of Medical Sciences, Delhi, India

Table 1: Localization of CD4+ and CD8+ subtypes of T 
lymphocytes in cutaneous lichen planus

Dermo-epidermal 
junction (%) 
(mean ± SD*)

Lower dermis/peri-
vascular location (%)

(mean ± SD*)

Difference 
(P value†)

CD4+ 
cells 

32.3 ± 11.42 69.65 ± 9.83 <0.001

CD8+ 
cells 

67.7 ± 11.42 30.35 ± 9.83 <0.001

Total 100 100 -
*Mean of percentage of total T cells present at the given location; †Mann-
Whitney Test

Figure 1: Photomicrograph showing immunohistochemical 
staining in cutaneous lichen planus with (a, ×100) CD8 
demonstrating CD8-positive cells at the dermo-epidermal junction, 
(b, ×200) higher power view demonstrating the CD8-positive 
cells, (c, ×200) CD4 staining showing CD4-positive cells in the 
perivascular location
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Prevalence of HIV-2 infection in 
Mumbai

Sir, 
In 1984, 3 years after the first report of a disease that 
was to be known as AIDS, researchers discovered 
the primary causative viral agent, the Human  
Immunodeficiency  Virus type 1 (HIV-1). In 1986, a 
second type of HIV, called HIV-2, was isolated from 
AIDS patients in West Africa, where it may have 
been present decades earlier. Studies of the natural 
history of HIV-2 are limited, but to date comparisons 
with HIV-1 show some similarities while suggesting 
differences. Both HIV-1 and HIV-2 have the same 
modes of transmission and are associated with 
similar opportunistic infections and AIDS. In persons 
infected with HIV-2, immunodeficiency seems to 
develop more slowly and cases are milder. Compared 
to persons infected with HIV-1, those with HIV-2 are 
less infectious early in the course of infection. As 
the disease advances, HIV-2 infectiousness seems to 
increase; however, compared with HIV-1, the duration 
of this increased infectiousness is shorter.[1] Perinatal 
transmission of HIV-2 is also not documented.

HIV-2 infections are predominantly found in Africa. 

West African nations report a prevalence of HIV-2 
infection of more than 1% in the general population. 
The prevalence rate of HIV-2 infection in India is not 
available so far. Even though the HIV-1 infection is 
abundantly found, HIV-2 infection is also detected 
sporadically.[2]

We undertook a study in the Integrated Counseling 
and Testing Center (ICTC) of a tertiary care hospital 
of Mumbai from January 2007 to December 2009 to 
estimate the prevalence of HIV-2 infection in Mumbai.

Out of 42,961 clients tested for HIV antibodies using 
rapid screening tests, 149 (0.35%) were found to have 
HIV-2 infection. Of these, 90 (60.4%) clients were 
exclusively HIV-2 infected, whereas the remaining 59 
(39.6%) clients were co-infected with HIV-1 and HIV-
2. Of the 149 HIV-2 infected clients, 99 (66.4%) were 
males and 50 (33.6%) were females. Murugan and 
Anburajan[2] observed a prevalence of 0.29% of HIV-
2 infection in south Tamil Nadu. Similarly, Soloman 
et al.[3] observed a prevalence of 0.8% of HIV-2 among 
urban population and 0.3% among rural population in 
Tamil Nadu.

In our study, majority of the HIV-2 infected clients 
(55%) were in the age group of 35–49 years, followed 
by 22% in the age group of 25–34 years and 17.5% 
in	 the	 age	 group	 of	 ≥50	 years.	 Only	 three	 clients,	
i.e.,	 2%	 were	 children	 (≤14	 years).	 HIV-2	 infection	
in children is rare. Compared to HIV-1, HIV-2 seems 
to be less transmissible from an infected mother 
to her child. However, cases of transmission from 
an infected woman to her fetus or newborn have 
been reported among women who had primary HIV-
2 infection during their pregnancy. In our study, all 
three children were exclusively HIV-2 infected with 
HIV-2 infected mothers, suggesting mother to child 
transmission. Nevirapine prophylaxis, currently being 
used in Prevention of Parent to Child Transmission 
Program in our country, is ineffective in HIV-2 
infection. Zidovudine therapy has been demonstrated 
to reduce the risk for perinatal HIV-1 transmission 
and also might prove effective for reducing perinatal 
HIV-2 transmission. Zidovudine therapy should be 
considered for HIV-2 infected expectant mothers and 
their newborns, especially for women who become 
infected during pregnancy.

Little is known about the best approach to the clinical 
treatment and care of patients infected with HIV-2. 
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