
L E T T E R

Lichen planopilaris restricted to the vitiliginous skin on the leg

Dear Editor,

Lichen planus (LP) and vitiligo are inflammatory skin disorders caused

by the autoimmune response. Lichen planopilaris (LPP) is subtype of

LP, which may cause scarring alopecia by permanently destroying hair

follicles. To our knowledge, the co-localization of LPP and vitiligo has

not been reported in the literature.

A 26-year-old man presented to the Dermatology Department

with erythema and localized hair loss on a depigmented large macule

on his right leg (Figure 1A). He was diagnosed with vitiligo 3 years

ago. The periorificial areas on the face, extensor surfaces of lower

limbs, upper limbs, and the axillary regions were symmetrically

involved (Figure 1B). Wood's light examination showed the reflection

of the well-defined borders of depigmented macules. The patient had

used antioxidants and topical corticosteroids to treat vitiligo, previ-

ously. After a few months, he discontinued the application of topicals

because of lack of response.

Skin biopsy specimen from the erythematous area with hair loss

and depigmentation was obtained. Histopathologically, lesion dis-

played perifollicular lichenoid infiltration and widening of the hair folli-

cle orifices accompanied by hydropic degeneration and dense

perifollicular infiltration of lymphocytes and histiocytes and sparse

apoptotic cells in the basal cell layer of the follicular epithelium. EVG

stain showed partial loss and fragmentation of elastic fibers in the

reticular dermis. Loss of pigmentation and loss of melanocytes were

seen with SOX-10 and Masson Fontana stains (Figure 2). The patient

was diagnosed with LPP in vitiliginous skin based on clinical and histo-

pathological findings.

The term “immunocompromised cutaneous district” was intro-

duced to explain the occurrence of new dermatoses on previously

damaged vulnerable skin sites.1 Any obstacle changing the natural

trafficking of immune cells either by the lymphatic obstruction or by

disruption of chemokines/neurotransmitters may cause local immune

aberrations. In the previous reports of lichen planus (LP) and vitiligo

associations, vitiligo precedes the LP lesions (3-10 years) suggesting

the immune dysregulations in vitiligo may provide a suitable environ-

ment for the development of LP.2-6 Lichen planus arising on

vitiliginous areas reported in a mother and daughter indicate a strong

genetic susceptibility for the two diseases.7

Vitiligo is a multifactorial disorder associated with genetic suscep-

tibility as well as autoimmune alterations of the cellular and humoral

immune response. The role of cellular immunity is supported by the

infiltration of mainly CD8+ T cells in perilesional dermo-epidermal

junction. This infiltration results in both melanocyte and keratinocyte

apoptosis. Experimental depletion of CD8+ T cells prevent melanocyte

destruction supporting the role of cytotoxic T cells.8 Upregulation of

INF- γ-induced genes and the subsequent increased expression of the

T-cell chemokine receptor CXCR3 and its ligands (CXCL9, CXCL10,

and CXCL11) and high levels of TNF-α, IL-10, and IL-17 vitiligo9 act in

synergy to maintain the immunological alterations.

Lichen planus is a T-cell mediated autoimmune dermatosis in

which the major insult is by Fas ligand expressing CD8+ T cells to the

basal keratinocytes. In LPP, a significant elevation in the number of

CD8+ T cells in the infundibulum, bulge epithelium, and the peri-

follicular mesenchymal area have been reported in patients with LPP.7

In LPP, autoreactive lymphocytes are attacking the follicular antigens.

The development of LP on vitiligo lesions may potentially be

explained by acquired immunological cross-reactivity of CD8+ T cells.

CD8+ T cells which are autoreactive to melanocytes in vitiligo may

undergo epitope spreading and become cross-reactive with self-

F IGURE 1 A, depigmented vitiligo macule on the elbow; B, areas
of alopecia and erythematous macules on a depigmented area on
the leg
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epitopes of keratinocytes or follicular epithelium initiating the immu-

nologic attack in LP. Hereditary factors may enhance this shift in

genetically prone individuals.

In conclusion, this case provides another brick in the wall,

suggesting in a chronic immunocompromised district, local tissue fac-

tors, and immunological stimulation can contribute to the association

of vitiligo and lichen planopilaris.
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F IGURE 2 A, Perifollicular lichenoid infiltration and widening of the hair follicle orifice (HE ×10); B) Hydropic degeneration at the basal cell
layer of the follicular epithelium with sparse apoptotic cells, and dense perifollicular infiltration of lymphocytes and histiocytes (HE ×40);
C, Hydropic degeneration at the basal cell layer of the follicular epithelium (HE ×200); D, Partial lost and fragmentation of elastic fibers in reticular
dermis (EVG ×200); E, Loss of pigmentation in the epidermis highlighted with Masson-Fontana stain (×100); F, Lack of immune-expression of
SOX-10, due to loss of melanocytes (×100)
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