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zone, initiating the development of perforating skin 
lesions. This hypothesis is further supported in the 
study by Herzinger et al.[7] who observed extrusion 
of type IV collagen by special staining techniques.[7] 
Improvement and subsidence of these lesions following 
treatment of leprosy and of reaction corroborate the 
aforesaid hypothesis.
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Extralesional vitiligo over knee 
following halo nevus with poliosis 
on the scalp 

Sir, 
A localized patch of gray or white hair is called 
poliosis. It can be associated with a variety of diseases, 
drugs, and lesions ranging from benign to malignant.[1] 
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corroborating the clinical diagnosis of PC. Thus the 
patient was labeled to have lepromatous leprosy (LL) 
with ENL with coexistent PC lesions and was started 
on multibacillary multidrug therapy. Clofazimine 
100 mg thrice daily and oral paracetamol 500 mg 
thrice daily were administered for the management 
of reaction along with liquid paraffin topically. Two 
month following treatment, the ENL lesions resolved 
completely. New PC lesions ceased to appear, while 
majority of the older ones healed with atrophic 
scarring [Figure 3]. 

Transepidermal elimination disorder is characterized 
by elimination of foreign material from the corium by 
upward movement of regenerating epithelial cells. PC 
is a perforating disorder characterized by extrusion of 
collagen. Acquired PC is most commonly associated 
with diabetes and renal disease.[1] Dermatological 
pruritic disorders such as scabies, atopic dermatitis, 
insect bites, and lichen amyloidosis have been 
anecdotally reported with PC. 

In genetically predisposed individuals, trauma in the 
form of intense pruritus and subsequent scratching 
is a common inciting factor for cutaneous and 
histopathological changes.[2] Trauma leads to release of 
matrix metalloproteinases (MMP) and serine proteases 
which transgress the epithelium and digest the extra 
cellular matrix components contributing to the 
formation of perforating lesions.[3] This may also lead 
to a damage in the basement membrane structures by 
cleaving the anchoring fibrils and collagen IV.[4] The 
infiltrating leucocytes release various cytokines in the 
surrounding tissue, such as IL-1 and TGF-beta, which 
are important modifiers of MMP activation. 

Coexistent PC and leprosy has been reported on very 
few occasions. Patki et al.[5] reported two cases of 
coexistent leprosy with reactive PC.[5] In the present 
case, PC lesions were widespread, involving the 
proximal extremities and trunk interspersed among 
the lepromatous nodules and ENL lesions where 
trauma could not be incriminated as an inciting factor. 
These lesions were present simultaneously at the time 
of the patient’s first visit.

ENL is an immune complex phenomenon in which 
fibrinoid degeneration of the collagen and elastic 
fibers occurs.[6] Probably, in genetically predisposed 
individuals inflammatory insult occurring in type II 
lepra reaction results in the release of cytokines and 
other inflammatory mediators that damage the dermal 
collagen including collagen at the basement membrane 
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Halo nevus (HN) also known as Sutton’s nevus is a 
pigmented lesion usually melanocytic surrounded by 
a halo of depigmenattion.[2] HN over scalp with poliosis 
is rarely reported.[3]

Here, we present a case of HN with poliosis over the 
scalp preceding the development of vitiligo at a distant 
site.

Our patient, a 22-year-old male, presented with a 
complaint of circumscribed area of depigmentation 
and white hairs gradually increasing since the last 3 
years over the occipital region of scalp around a raised 
black lesion which was present since birth. He had 
developed a patch of depigmentation on the left knee 
since the last 2 years.

On examination, a sharply demarcated halo of 
depigmentation with poliosis of overlying hair 
was seen around a variably pigmented plaque  
[Figure 1]. On the knee there was a patch of 
circumscribed depigmentation of around 2 cm 
diameter with leucotrichia over and around the patch 
with accentuation on Wood's lamp examination  
[Figure 2]. 

Biopsy done from the depigmented halo showed 
decreased number of melanocytes with sparse 
superficial perivascular lymphocytic infiltrate  
[Figure 3] and that from the pigmented center showed 
multiple nests of melanocytes both within the 
epidermis and dermis along with moderately dense 
lymphocytic infiltrate around the nests suggestive 
of HN. Infiltrate was also extending to hair follicles, 
and follicular melanocytes appeared to be decreased  
[Figures 4 and 5]. The patient was referred to plastic 
surgery for excision of the lesion due to cosmetic 
concern of the patient.

HN was described by Sutton as leucoderma acquisitum 
centrifugum and is also known as Sutton’s nevus. It 
commonly occurs over the back and may affect adults 
or children. Although it usually occurs as a single 
lesion in up to 50% cases, multiple lesions may be 
seen.[2,4] 

Histopathologically, it shows junctional, intradermal, 
or compound melanocytic nevus with variable 
atypia and a surrounding inflammatory infiltrate 
of T-lymphocytes. There are also some cases of 
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noninflammatory halo nevi in which there is no 
inflammatory infiltrate histologically and such nevi 
do not involute.[4,5] In addition, there are some cases 
in which the nevus shows inflammation histologically 
but no halo around it clinically, the so-called HN 
phenomenon or HN without a halo.[5] 

HN is rarely reported to occur over scalp with  
poliosis.[3] Poliosis was the initial symptom that 
drew the patient’s attention to the underlying 
depigmentation in our case. Poliosis is known to occur 
with a giant congenital melanocytic nevus, congenital 
intradermal nevus, blue nevus, neurofibroma, nevus 
depigmentosus, and HN.[2,3] Thus, poliosis may be a 
pointer to an underlying condition and its presence 
warrants thorough examination for underlying cause. 
Poliosis of eyelashes as an unusual and presenting 
sign of a HN has been reported.[6]

Halo nevi leading to the development of extralesional 
vitiligo have been reported. Development of vitiligo 
may precede, follow, or may be simultaneous with 
the development of halo around the nevus. Hofmann  
et al.[7] reported simultaneous development of 
segmental vitiligo and a halo surrounding a CMN.

Occurrence of vitiligo after the occurrence of HN in 
our patient lends credence to the theory that a HN 
if not excised in time may be a harbinger of vitiligo. 
Excision of HN to prevent development of vitiligo 
should be done as early as possible before the vitiligo 
has started. Association between these two conditions 
is more likely to be interrelated than coincidental, 
and immunological factors seem to be crucial for 
development of both halo phenomenon and vitiligo. 
The presence of cytotoxic CD8-positive T cells is 
probably responsible for regression of nevus due to 
direct cytotoxic damage, and emigration of these cells 
may be responsible for vitiligo lesions at sites distant 
from HN.[7]

In summary, appearance of depigmented halo and 
poliosis around a congenital melanocytic nevus 
and extralesional vitiligo with leucotrichia in the 
same individual as in our case suggests common 
immunological mechanism of these conditions, 
probably associated with melanocyte-specific 
cytotoxic T cells that can attack not only nevus cells 
but also epidermal and follicular melanocytes.
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Figure 4: Biopsy from pigmented lesion showing compound 
melanocytic nevus with diffuse lymphocytic infiltrate. (H and E, 
×100)

Figure 5: Lymphocytic infiltrate extending to hair follicle and mixed 
within melanocytic nests (H and E, ×200)

Figure 1: A sharply circumscribed area of depigmentation with 
poliosis and pigmented plaque in center with areas of regression

Figure 2: A patch of vitiligo with leucotrichia on the left knee

Figure 3: Biopsy from depigmented halo showing decreased 
pigmentation and melanocytes in the epidermis with perivascular 
lymphocytic infiltrate (H and E, ×100)
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