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pathway related to acne.[5] A low glycemic index diet 
decreases IGF-1 levels and improves acne.[1] Dairy 
products contains placenta-derived progesterone and 
dihydrotestosterone (DHT) precursors, including 
5α-androstanedione and 5α-pregnanedione. Other 
compounds of milk are growth stimulating hormones 
and IGF-1, among others.[6] Milk increases IGF-1 levels 
by 10–20% in adults and 20–30% in children.[6]

The important proportion of patients with acne who 
relate stress and menstrual period to exacerbations 
is also remarkable, considering the role of hormones 
in acne.[4] Significant changes in follicular duct and 
even duct orifice blockages occur during menstrual  
period.[4]

Our study confirms what is published elsewhere 
[Table 2], indirectly evidencing that alimentary habits 
may influence acne apparition and exacerbations. We 
propose patient education and counseling about the 
ingestion of these probably related foods as part of 
acne treatment. We also encourage patients to increase 
fruits and vegetables consumption.
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Can highly active antiretroviral 
therapy unmask leprosy? A case 
of type 1 lepra reaction in a HIV-
seropositive patient 

Sir,
The natural course of leprosy coinfected with HIV is not 
clearly understood. Contrary to earlier speculations, to 
date, HIV infection has not been reported to increase 
susceptibility to leprosy or to have a significant effect 
on the pathogenesis. In contrast, initiation of Highly 
Active Antiretroviral Therapy (HAART) has been 
reported to be associated with activation of subclinical 
Mycobacterium leprae infection and exacerbation of 
existing leprosy lesions.[1] Majority of the reported 
cases in the literature have been borderline tuberculoid 
(BT) leprosy, with type 1 reaction as a manifestation 
of IRIS.[2] We have come across one case of type 1 
lepra reaction in a HIV-seropositive individual as an 
exacerbation of previously unnoticed leprosy after 18 
months of HAART.

A 26-year-old HIV-seropositive woman who has been 
on HAART (AZT+3TC+NVP) for the last 18 months 
presented with painless, erythematous, indurated 
plaque of 7 x 3 cm and a satellite lesion of 2 x 2 cm over 
the left cheek since ten days [Figure 1]. All sensations 
were impaired over the lesions. The left greater 
auricular nerve and other peripheral nerves were not 
thickened and non-tender. There were no regional 
lymphadenopathy and no hypopigmented anesthetic 
patches elsewhere over the body. She observed two 
asymptomatic vague hypopigmented patches over her 
left cheek four months ago for which she did not seek 
any medical advice. Since ten days, both the patches 
suddenly became inflamed, edematous, and elevated, 
which attracted her attention for medical advice. Her 
CD4+ cell count was 340 and her initial CD4+ cell 
count was 154 at the time of starting HAART 18 months 
ago. HIV RNA PCR (RNA Viral Load) was not done. 
A 3-mm punch biopsy from the skin lesion revealed 
nodular tuberculoid granulomatous inflammation 
centered around neurovascular bundles involving most 
of the dermis. The granuloma consists of lymphocytes, 
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numerous epitheloid cells, occasional plasma cells, 
and several foreign body and Langhans giant cells. 
The dermoepidermal junction was infiltrated by the 
infiltrate in several foci. Presence of dense infiltrate 
of lymphocytes with small amount of lymphocytic 
nuclear dust was suggestive of type 1 reaction  
[Figure 2]. Fite-Faraco staining revealed no bacilli. A 
diagnosis of BT leprosy in type 1 reaction was made 
on the basis of clinical and histopathological features. 
The patient was asked to continue HAART and in 
addition anti-leprosy treatment (dapsone 100 mg PO 
daily, clofazimine 100  mg PO daily, and rifampicin 
600 mg PO once monthly) was started. As there were 
no signs of neuritis, systemic steroids were not given. 
After 6 months of therapy, complete regression of the 
lesions was observed and the treatment was continued 
for another 6 months and there were no new lesions 
during the follow-up period of one year.

The relation between leprosy and HIV infection is an 
enigma and the interactions between these infections 
have not been elaborately studied.[3] Most of the 
reports of HIV and leprosy coinfections are associated 
with BT leprosy, usually presenting as type 1 reaction, 
as a component of IRIS.[2] But in this case, a question 
arises whether the type 1 reaction is a part of IRIS, 
or a subclinical leprosy that has become overt due 
to immune restoration by HAART. Our case does not 
conform to the known pattern of IRIS,[2,4] as the clinical 
lesions exacerbated after 18 months of starting HAART. 
The initial two vague hypopigmented patches may be 
of indeterminate variety and with a slow restoration 
of cell-mediated immunity, these lesions might have 

transformed into BT Hansens with a mild type 1 
reaction. We presume that the subclinical, unnoticed 
leprosy patches in our case became overt in the form 
of reaction due to gradual immune restoration induced 
by HAART as evidenced by slow increase in the 
CD4+cell count. Supporting our hypothesis, Couppie 
et al.[5] determined the adjusted hazard ratio for a new 
diagnosis of leprosy in those receiving HAART for  
3 months or more over HIV-infected untreated patients 
to be 18.5 (95% CI: 1.6 – 217; P = 0.02). Similarly, 
Sarno et al.[1] also found that the initiation of HAART 
was associated with a new diagnosis of leprosy  
(P = 0.001). Talhari et al.[6] also observed two cases of 
AIDS who had unmasking of multibacillary disease as 
upgrading reactions.

Therefore, the exacerbations or reactions of leprosy 
coinfected with HIV are not necessarily due to IRIS, 
but they can occur independently as a natural course 
of the disease or HAART itself may act as a trigger 
to unmask the underlying subclinical infections. We 
suggest that the criterion for the diagnosis of IRIS may 
need some modifications, especially with the timing of 
occurrence of reactions.
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Figure 1: Borderline tuberculoid leprosy in type 1 reaction Figure 2: Nodular tuberculoid granuloma with small amount of 
lymphocytic nuclear dust (H and E, ×10)
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Epidermal inclusion cyst or giant 
milium of the nipple 

Sir,
Epidermal inclusion cysts (EICs) are the common 
keratin-containing benign cysts lined by the epidermis. 
They arise from sequestered epidermal cells in 
the dermis, either congenitally or from traumatic 
implantation. Post-traumatic EICs are rare and are 
found mainly on the fingers, toes, palms, and soles, 
the frequently traumatized sites of the body.[1] Breast 
is an uncommon site for post-traumatic EIC, and only 
few cases have been reported to develop following 
the penetrating injuries in adult patients.[2,3] Here, 
we report a case of EIC arising from nipple in a child 
following blunt trauma.

A 15-month-old girl presented with a painless, white, 
soft tissue growth from the right nipple for the past 2 
months. To begin with, the lesion was lentil sized and 
continued to enlarge gradually until her presentation. 

The gradual increase in the size was the only concern 
of the mother. She did not report any discomfort, 
itching, or discharge from the growth. There was no 
history of similar complaints in the left breast. Mother 
did not give history of any kind of trauma to the breast 
prior to the onset of the growth. However, on detailed 
questioning, the mother informed that she used to 
squeeze the breast of child during the neonatal period 
to express the witch’s milk.

General physical examination was unremarkable. 
Cutaneous examination revealed a single well-
circumscribed, pearly white, dome-shaped lesion 
measuring about 0.8 x 0.8  cm arising from the right 
nipple. The surface of the lesion appeared smooth 
with no umbilication [Figure 1]. On palpation, the 
lesion was soft, cystic, and non-tender. There was 
no underlying mass in the breast tissue. The contour 
of the areola was maintained. The left breast was 
completely normal. An EIC or giant milium was 
suspected on the basis of clinical findings. Cyst 
was excised under local anesthesia with complete 
cosmetic recovery and the specimen was sent for 
histopathological examination. Sectioning revealed 
a cystic structure containing soft foul-smelling 
cheesy material. Microscopic examination showed 
a cyst lined by stratified squamous epithelium with 
lamellated keratinous material in the lumen with no 
adnexal structure [Figures 2 and 3]. A final diagnosis 
of EIC was made on the basis of relatively large size 
(8 mm) and soft consistency of the lesion containing 
cheesy material with corroborative histopathological 
finding.

EICs are the benign keratinous cysts. They present as 
a smooth, soft to firm, flesh-colored, freely movable, 
dome-shaped dermal or subcutaneous lesion. Cysts near 
the surface, as in ear lobe or scrotum, appear yellowish 
or white. They vary in size from a few millimeters to 
5 cm. Histologically, they are indistinguishable from 
milia, being lined by stratified squamous epithelium 
several layers thick with a granular cell layer and 
contain concentric lamellae of keratin. However, EIC 
do have several clinical features that differ slightly 
from milium. Milia are superficial, firm, pearly white, 
dome-shaped lesions, rarely more than 1 to 2 mm in 
diameter. On incision and evacuation, milium reveals 
typical round keratinous content, while EIC shows 
soft cheesy keratinous material. Thus, relatively large 
size, soft consistency, foul smelling cheesy keratinous 
contents on sectioning, and gradual continued slow 
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