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Letters to Editor

Segmental vitiligo and twenty-Segmental vitiligo and twenty-
nail dystrophy: An unusual nail dystrophy: An unusual 
associationassociation

Sir,
Localized depigmented patches in a dermatomal distribution 
that do not cross the midline are called segmental vitiligo. 
The course of the segmental type tends to be earlier in 
onset and more stable than generalized vitiligo and is not 
familial.[1]

Twenty-nail dystrophy (TND) presents as rough surfaced 
nail plates and involving up to 20 nails. Two types of nail 
changes have been described. In the first type, the entire 
nail appears to have been sandpapered (sandpaper nails) 
in a longitudinal direction and shows excessive ridging and 
roughness. In the second type, the nail plate is shiny (shiny 
nails).[2] Here we report a case of an unusual association of 
segmental vitiligo and twenty-nail dystrophy. 

A male patient aged 20 years presented with depigmented 
skin lesions since 5 years and also with nail changes of 2 
years� duration.

On cutaneous examination, localized, multiple, round-to-
oval�shaped, achromic macules were seen in a segmental 
distribution over the abdomen (corresponding to T9,10 
dermatome). Examination of the nails revealed longitudinal 
ridging and roughness over the nail plates (sandpaper 
nails) in all the nails. Histopathology of an achromic macule 
showed marked absence of melanin granules, and Wood�s 
lamp examination revealed amelanotic macules. Nail biopsy 
showed spongiosis in the nail matrix with mononuclear 
inflammatory infiltrate.

Association of cutaneous and systemic autoimmune 
diseases with vitiligo occurs more significantly in the non-
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segmental type than in the segmental type.[3] Though rarely, 
segmental vitiligo has been reported in association with 
a few skin disorders like poliosis,[1] halo nevus,[1,3] nevoid 
basal cell carcinoma syndrome,[4] Parry-Romberg syndrome[5] 
and linear scleroderma.[6] 

The association of vitiligo and TND is very rare and has 
been sparsely reported,[7-10] and vitiligo in most of such 
associations was of non-segmental type, like generalized 
vitiligo,[7] scalp vitiligo (localized),[8] and acrofacial vitiligo. [9] 
However, association of segmental vitiligo with TND has 
been described in 2 patients.[10] 

The association of segmental vitiligo with TND in the 
present case can be explained by the autoimmune origin 
of these disorders. Although the etiology of segmental 
vitiligo is based primarily on the neurogenic theory of 
melanocyte destruction, an immune mechanism cannot be 
completely ruled out, because autoimmune disorders have 
been described in approximately 3.4% to 9.5% of cases of 
segmental vitiligo.[1,11] Further, systemic and topical steroids 
and psoralen with ultraviolet A (PUVA) therapy have shown 
encouraging responses in early lesions.[11] The strong 
association of TND with dermatoses which have autoimmune 
etiopathogenesis has led some to speculate that the nail 
changes are primarily due to an autoimmune process.[12,13] 
Thus our case emphasizes a common autoimmune insult to 
the melanocytes and nail matrix as the logical explanation 
for this rare association.
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Basal cell carcinoma occurring Basal cell carcinoma occurring 
in a lesion of lichen planus: in a lesion of lichen planus: 
Coincidence or causation?Coincidence or causation?

Sir,
Cutaneous lichen planus (LP) is known to produce 
the rare complication (in less than 1% of cases)[1] of 
squamous cell carcinoma (SCC). The mucosal sites show 
particular predilection, and only certain variants of LP 
(chronic hypertrophic, ulcerative, atrophic, erosive) have 
demonstrated this complication until now. It is noteworthy 
that, till now, such transformation of any variant of LP into 
basal cell carcinoma (BCC) has not been reported. In this 
article, we report what is probably the first ever case of 
transformation of LP into BCC.

A 74-year-old man presented with extremely itchy, widespread 
papular lesions of 20 years� duration that had previously been 
clinically diagnosed and managed as LP. On presentation, he 
had a solitary facial lesion in the paranasal region that had 
become especially itchy over the past few weeks; and there 
was, reportedly, one recent episode of bleeding from the 
lesion following scratching. According to the patient, the facial 
lesion had been fairly persistent at the same site over the last 
two decades. The patient was a former sales professional who 
used to travel extensively. On examination, typical lesions of LP 
were present in a generalized distribution, with predominant 
involvement of lower limbs. The lesion in question was a 

darkly pigmented, indurated plaque (10 × 20 mm) on the 
left paranasal region [Figure 1]. No lymphadenopathy or 
organomegaly could be discerned. The patient had no other 
complaints or associated physical problems. Findings from 
routine investigations, including blood counts, urinalysis, and 
blood chemistry panel, were within normal limits. Results of 
tests for human immunodeficiency virus (HIV) and hepatitis 
viruses were negative.

Clinically, a neoplastic condition (including malignant 
melanoma) was considered to be a possibility. Full-
thickness surgical excision with 10-mm margin on all 
sides was undertaken, and the tissue on histopathological 
examination showed unmistakable evidence of both LP and 
BCC; coexistence of both within a single field was observed 
[Figure 2]. The BCC was of solid type with characteristic 
multiple lobules or islands of basaloid cells with peripheral 
palisading. Well-marginated lobules were separated from 
stroma by clefts. Melanin pigmentation was prominent in 
and around the tumor islands. Connection of the tumor 
lobules with surface epidermis [Figure 3] could be discerned 
at places. Irregular acanthosis with saw-toothing of rete 
ridges was evident with dense, lichenoid, mononuclear 
infiltrate [Figure 3].

Recovery of the patient after the surgery was uneventful. 
There has not been any recurrence since then. LP on the 
other sites has been quiescent with topical steroids and oral 
antihistamines.

Malignant transformation of cutaneous LP is rare. Most 
of the reports till now have indicated involvement of 
the chronic hypertrophic variant, and invariably the 
transformation has resulted in SCC or its variants. Sites 
of chronic injury, irritation, or inflammation have long 
been known, albeit rarely, to develop into SCC.[2] That all 
the cases of LP with malignant transformation until now 
have had only SCC is thus not surprising. Lesions of actinic 
lichen planus may clinically resemble basal cell carcinoma 
in terms of having a thready rolled edge.[3] In addition, 
light (ultraviolet B (UVB) in case of BCC) is known to be 
involved in the pathogenesis of both conditions (actinic LP 
involving the face and basal cell carcinoma). This provides 
a window for BCC to occur in cases of longstanding facial 
actinic LP in terms of pathogenesis, though the same has 
not been seen in the past.

With this background, it is essential to consider whether LP 
acted as a predisposing factor in the development of BCC in 
this case. In other words, is this case simply a coincidence 
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