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Smooth muscle hamartoma 
presenting as a morphea-like 
plaque

Sir,
Smooth muscle hamartoma (SMH), first described 
by Stokes in 1923,[1] is a skin tumor, congenital or 
acquired, characterized by a proliferation of smooth 
muscle bundles within the reticular dermis.[2] Its 
clinical presentation is varied. It commonly occurs as a 
skin-colored or hyperpigmented plaque on the trunk or 
extremities, as a patch with follicular papules or even 
as a cause of Michelin tire syndrome.[3] We describe an 
unusual case of SMH resembling a morphea plaque. 

We report a 30-year-old man who had a depressed, 
hyperpigmented and infiltrated plaque involving the 
posterior aspect of the trunk. To our knowledge, this 
is the first report of an acquired SMH presenting as a 
morphea plaque.

The lesion described was firm to palpation and the skin 
appeared somewhat atrophic and hyperpigmented 
[Figure 1]. No hypertrichosis or pseudo-Darier 
(increased induration of a lesion induced by rubbing)[4]

were noted. The lesion did not cause any discomfort 
to the patient. His medical history was uneventful and 
no family history of similar lesion was reported.

An incisional biopsy was performed and analysis of the 
specimen showed no hyperkeratosis, papillomatosis or 
atrophic epidermis; only uniform hyperpigmentation 
of the basal layer. Numerous small bundles of smooth 
muscle were seen in superficial and middle portions of 

the reticular dermis [Figure 2a]. Individual cells were 
in appearance with cigar-shaped nuclei and without 
atypical features. Masson trichrome stained the 
smooth muscle cells dark red [Figure 2b]. Histologic 
examination was compatible with SMH.
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Figure 1: An atrophic, hyperpigmented and indurated plaque 
involving the posterior aspect of the trunk

Figure 2: (a) Numerous small bundles of smooth muscle in 
superficial and middle reticular dermis (H & E, ×10). (b) Masson 
trichrome stained the smooth muscle cells dark red (×10)
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Acquired SMH is usually seen in association 
with Becker’s nevus and is accompanied by 
hyperpigmentation and hypertrichosis.[5] However, 
acquired SMH has been reported as an independent 
entity.[6] 

The typical presentation of acquired SMH is that of 
a slightly hyperpigmented plaque, usually located on 
the trunk (lumbosacral area).[2,3] Hyperpigmentation, 
induration, and localized hypertrichosis tend 
to diminish with time, in contrast with Becker’s 
melanosis. Other clinical differential diagnosis 
include solitary mastocytoma, café au lait spot, 
pigmented hairy nevocellular nevus, Becker's nevus 
and myokymia. However, these diseases are either 
congenital or not indurated.[7] In our case, diagnosis of 
morphea should be included.[8] 

The histologic diagnosis is made by light microscopy of 
a skin biopsy specimen that shows a well-demarcated 
lesion composed of variable oriented smooth 
muscle bundles usually located within the reticular  
dermis.[9] The overlying epidermis frequently shows 
hyperpigmentation of the basal layer.[3] In addition 
to hyperpigmentation, about half of the patients 
have hyperkeratosis and papillomatosis, reminiscent 
of Becker’s melanosis. It can be differentiated from 
the secondary smooth muscle hyperplasia that may 
be seen in Becker's nevus, by the degree of muscle 
proliferation, which is more pronounced in SMH.[9] We 
are reporting this case of acquired SMH, that presented 
as a morphea-like plaque, with hyperpigmentation 
and without hypertrichosis and pseudo-Darier sign. 
To our knowledge, this is the first description of such 
presentation in an acquired SMH.
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Dupuytren's disease

Sir,
Dupuytren's disease is a fibro-proliferative disorder 
of unknown etiology, often leading to disabling 
contractures of the hand. We report a case of 
Dupuytren's contracture with review of etio-pathology, 
clinical presentation and management.

A 34-year-old Asian manual laborer presented with 
progressively worsening contracture of seven years 
duration involving right ring finger, lately affecting his 
job. There was no history suggestive of trauma, burns 
and collagen vascular disease. There was no familial 
history, no history of diabetes, epilepsy, alcohol 
consumption and smoking. Physical examination 
revealed thickening of right palmar aponeurosis with 
contracture of the finger. There was no detectable 
joint swelling, tenderness or knuckle pads. Routine 
laboratory investigations showed no abnormality. The 
X-ray of the hand was suggestive of flexion deformity 
of the ring finger with well preserved joint space. In 
view of significant morbidity; surgical intervention 
with limited regional fasciectomy technique was done 
with satisfactory result [Figures 1-4].

Dupuytren's disease is a disorder of the connective 
tissue primarily affecting the palmar and digital 
fascia often leading to disabling contractures of 
the metacarpophalangeal (MCP) and proximal 
interphangeal (PIP) joints of the hand. 

The condition was first introduced in 1777 by Henry 
Cline into the medical literature, however, Dupuytren's 
contracture is named after a French anatomist and 
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