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Herpes zoster in infancy
Sir,
Varicella and herpes zoster are caused by the same virus, 
varicella zoster virus (VZV). Varicella is the primary infection, 
whereas herpes zoster is the result of reactivation of residual 
latent infection, usually of sensory neurons, infected by viremia 
of chicken pox.[1] The occurrence of herpes zoster is rare in early 
childhood and still rarer in infancy.[2,3] Varicella contracted by a 
pregnant woman in the last trimester of pregnancy may result 
in varicella in the immediate neonatal period or herpes zoster 
during infancy; the latter usually takes a benign course.[4] We 

trichofolliculomas consist of a centrally located, unilocular or 
multilocular keratin filled cystic cavity with hair shaft fragments, 

lined by infundibular squamous epithelium with prominent 
granular layer.[2,5]

In our case the clinical appearance of lesion with discharge 
was very misleading. Histopathological examination proved to 
be very helpful in diagnosing this case. The lesion had been 
excised completely without any recurrence so far.
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Figure 1: Nodular lesion with scarring and discharge on right cheek

Figure 2: 10X view of histopathological section showing hyperplastic 
epidermis and keratotic plugging [H & E, 10x]

Figure 3: 40X view of section showing multiple horn cysts [H & E, 40x]
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Figure 1: Typical lesions of herpes zoster affecting fourth left thoracic 
dermatome (T4)

Figure 2: Tzanck smear showing typical multinucleated giant cell and 
a few acantholytic cells Giemsa, 1000x

report a 10-month-old infant with herpes zoster involving fourth 
left thoracic dermatome (T4), whose mother had varicella during 
seventh month of gestation. 

A10-month-old female child having intermediate type of 
anorectal malformation with recto vaginal fistula since birth 
was referred to us from the pediatric surgery unit for vesicular 
skin eruptions on trunk since 2 days. The examination revealed 
multiple, tense, grouped vesicular lesions, strictly confined to 
the left half of trunk in the distribution of T4 [Figure 1]. Tzanck 
smear from lesions revealed multinucleated giant cells [Figure 2]. 
There was no past history of varicella in the infant. Her mother 
suffered from varicella during seventh month of gestation. The 
child had undergone multiple corrective surgical procedures 
for anorectal malformation including colostomy at birth, Pena’s 
posterior sagittal anorectoplasty (PSARP) at 6 months, and 
colostomy closure at 9 months of age. Herpes zoster developed 
2 weeks after the closure of colostomy. The general health of the 
child was unaffected. Developmental milestones were normal. 
There was no evidence of immunosuppression. Enzyme-linked 
immunosorbent assay (ELISA) for human immunodeficiency 
virus (HIV) 1 and 2 in child and parents was nonreactive. She 
was treated with topical fusidic acid cream. The lesions healed 
completely in 10 days with slight hypopigmentation.

Herpes zoster in infancy or early childhood generally results from 
reactivation of VZV infection acquired either in utero or during 
early infancy while partially protected by maternal antibodies.[2] 

The majority of cases of childhood zoster occur after the age 
of 5 years. In a study of 22 children, only one was an infant.[4] 
There have been occasional reports of infantile herpes zoster 
in the literature.[1,3-7] In most reported cases, there was a history 
of maternal varicella during gestation suggesting that the initial 
viral exposure occurred in utero. None of the reported cases had 
evidence of immunosuppression. The course of herpes zoster 
was benign in all with rapid recovery without any sequelae. 
Similar features were evident in our case too.

The progressively declining titers of protective maternal 
antibodies and repeated operative trauma could have possibly 
served as triggers in precipitating zoster at a relatively young 
age in our patient. Trauma has been suggested to be one of 
the triggering factors precipitating zoster. 

The case is being reported on account of the rarity of herpes 
zoster during infancy.
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Radiotherapy induced 
keobernisation of vitiligo

I write with reference to the article titled ‘Koebnerization and 
generalized spread of vitiligo following radiotherapy’.[1] by 
Sanghavi SA et al published in the Indian Dermatol Online J  
2013. I wish to share points about spread of vitiligo following 
radiotherapy.’

Koebner phenomenon, also known as isomorphic phenomenon 
(iso=same, morphic = form) was first described by Heinrich 
Koebner in 1878. It refers to development of isomorphic/new 
lesions of the disease at sites of local trauma in traumatized 
but otherwise normal skin(uninvolved skin). The response 
should be reproducible and not limited to one type of trauma.[2] 

It is seen in psoriasis, vitiligo, lichen planus etc. Many forms 
of mechanical/physical/chemical/allergic trauma, incision and 
laceration, skin tests, burns, freezing, UV light and ionizing 
radiation have been implicated.[2-4] Koebnerization occurs 
commonly in vitiligo, developing on sites of mild friction, cuts 
burns and abrasion.[5]

Irradiation is associated with early and late toxicity to the skin 
and subcutaneous tissues, common being fibrosis and/or 
necrosis.[6] Tissues with a slow rate of cell division, such as 
subcutaneous fat, fibrous tissue and small blood vessels, show 
radiation effects months or years after treatment, which is the 
late reaction. The irradiated skin may show pallor and a degree 
of atrophy[7] (differentiating it from vitiligo which is depigmented 
and does not show atrophy). Patients with collagen vascular 
diseases have an increased radiation sensitivity of normal 
tissues to radiation damage, but there is no evidence for 
increased severity of acute or chronic reactions in patients 
with vitiligo.[8]

Depigmentation is rarely associated with irradiation, being 
documented in few vitiligo patients, few patients with breast 
carcinoma and a single case of metastatic melanoma and 
nasopharngeal carcinoma respectively.[8-11] Vitiligo following 
radiotherapy is reported in patients with a history of vitiligo, 
being considered as Koebner’s phenomenon.[8] Depigmentation 
develops in the area irradiated by oblique or tangential portals 
with sparing with a direct incident portal. Tangential portals 
cause increased electron build-up and consequently increase 
the dose delivered to the skin.[6]

The suggested mechanism for hypopigmentation is radiation- 
induced apoptosis of susceptible melanocytes. Loss of 
melanocytes in the irradiated skin has been demonstrated by 
Pajonk et al and correlated with dose-dependent decrease 
in red/green and yellow/blue saturation and overall increase 
in brightness on colorimetry. Free radical-mediated damage, 
induced by radiotherapy, may be the initial pathogenic event 
in melanocyte degeneration in the irradiated skin. Vitiligo is 
caused by melanocyte depletion, and there is an increased 
radiosensitivity of melanocyte in vitiligo.[8] The early cell death 
of melanocytes in vitiligo is related to their increased sensitivity 
to oxidative stress caused by irradiation, which may arise from 
complex processes of abnormal synthesis and processing of 
tyrosinase related protein-1 and its interaction with calnexin. 
Thus, oxidative stress can occur in irradiated human cells and 
may play a direct role in radiation induced apoptosis.[6,8]

Keratinocyte apoptosis can cause lower expression of 
keratinocyte derived factors, including stem cell factors 
and basic fibroblast growth factor. These factors might 
be responsible for passive melanocyte death, leading to 
their detachment and transepidermal elimination, and may 
explain the Koebner's phenomenon in the vitiligo patients. 
Auto cytotoxic mechanism may occur through inhibition of 
thioredoxin reductase by high extracellular calcium levels 
observed in keratinocytes of vitiligo patients. High levels of 
thioredoxin and thioredoxin reductases have been shown 
to protect from ionizing radiation induced cell death. Thus, 
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