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Unilateral asymmetrical double 
Becker’s naevus

Sir,
A 35‑year‑old healthy man presented with two 
asymptomatic hyperpigmented lesions confined to 
the right half of his torso. One was a well demarcated 
brownish patch on the right shoulder with irregular 
borders, approximately 15  ×  10  cm in size, with 
multiple small islands of hyperpigmentation in the 
surrounding skin [Figure 1 inset]. The other lesion, 
extending from the right lower scapular area to the 
lateral chest wall, approximately 7 × 15 cm in size, 
showed a similar morphology with the additional 
feature of hypertrichosis  [Figure  2]. Both lesions 
had developed around the onset of puberty and 
became progressively darker; the shoulder lesion 
was noticed first and the other one appeared a year 
later. A clinical diagnosis of Becker’s nevi was made.

General physical examination was within normal 

Figure 1: Multiple hyperpigmented coalescing macules over right 
shoulder (inset) and right lower lateral chest

Figure 2: Hypertrichotic variant of Becker’s nevus at right lower 
lateral chest

limits. We did not find any associated musculoskeletal 
changes or acneiform lesions. Genital and limb 
examination were normal. X‑ray spine and ultrasound 
of the abdomen and scrotum did not reveal any 
abnormality. KOH examination of skin scrapings 
from the lesion was negative for pityriasis versicolor. 
Skin biopsy was performed from both lesions. 
Histopathology revealed epidermal acanthosis along 
with regular elongation of rete ridges. Increased 
pigmentation of the basal layer was seen without 
increase in the number of melanocytes. Some 
melanophages were seen in the dermis. Based on the  
clinical and histopathological findings, a diagnosis of 
Becker’s nevi was made.

In 1949, Samuel William Becker first described 
a “concurrent melanosis and hypertrichosis in 
the distribution of nevus unius lateris” which 
has since been termed Becker’s nevus.[1] Becker’s 
nevus commonly manifests in peri‑pubertal 
males as a unilateral, solitary,  acquired  localized  
hyperpigmented patch composed of coalescing 
brownish macules. Hyperpigmentation usually 
increases for the first 2‑3 years while hypertrichosis 
always appears after the pigmentation. However, 
the non‑hypertrichotic variant is more common. 
“Progressive cribriform and zosteriform 
hyperpigmentation” may represent the non-
hypertrichotic variant of Becker’s nevus. There are a 
few documented cases with multiple and bilaterally 
symmetrical Becker’s nevi; multiple and unilateral 
lesions are reported to occur much more rarely.[2-4] 
Two Becker’s nevi on the left side of the face in a 
segmental distribution with extension onto the oral 
mucosa have also been reported.[5] The occurrence 
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of two asymmetrical Becker’s nevi in the same 
person supports the cutaneous mosaicism (somatic) 
theory of origin of Becker’s nevus, characterized 
by the presence of two or more populations of 
genetically different cells derived from the same 
zygote. Becker’s nevus follows the type  2 clinical 
pattern  (checkerboard pattern) of cutaneous 
mosaicism described by Happle.[5]

Anomalies associated with Becker’s nevus include 
smooth muscle hamartoma, pectus excavatum 
and many other developmental defects.[4] Happle 
and Koopman[6] coined the term Becker’s naevus 
syndrome for Becker’s naevus associated with breast 
hypoplasia or other skin, bone or muscle alterations 
present on the same side as the nevus. Discoid 
lupus erythematosus on Becker’s nevus has also 
been reported. Androgenic pathogenesis of Becker’s 
nevus has been suggested based on its less frequent 
occurrence in females; moreover, hypertrichosis and 
hyperpigmentation are relatively less appreciable 
in affected women. In support of this hypothesis, 
increased expression of androgen receptors and 
androgen receptor mRNA has been found in dermal 
fibroblasts of Becker’s nevus.[7]
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Craniotomy incision site tumor 
implantation in a patient with 
metastatic breast carcinoma

Sir,
Seeding of tumors along the surgical pathway is a 
known complication and generally portends a poor 
prognosis. Most reports of cutaneous implantation 
along the incision site have noted it with gastrointestinal 
cancers. We report a rare case of craniotomy incision 
site implantation following excision of metastatic 
breast carcinoma.

A 30‑year‑old female patient presented to us with 
headache of 5 months duration. She was treated for 
breast carcinoma 3  years back. Magnetic resonance 
imaging (MRI) of the brain revealed a cystic lesion in 
the left temporo‑occipital region with an enhancing 
mural nodule [Figure 1a]. She underwent excision of 
the lesion and the histopathological examination was 
suggestive of metastatic breast carcinoma [Figure 1b‑e]. 
She made an uneventful post‑operative recovery. 
Imaging at 3  months follow‑up revealed no residual 
tumor.

The patient presented with multiple skin nodules at 
the craniotomy scar 6 months after surgery [Figure 2]. 
The nodules were reddish, firm and non‑tender. 
A  fine‑needle aspiration cytology  (FNAC) from the 
nodules revealed highly cellular smears that showed a 
monotonous population of epithelial cells in cohesive 
clusters as well as lying singly [Figure 3]. Microacinar 
formation were identified at places. Individual tumor 
cells showed moderate amounts of intact cytoplasm, 
large vesicular nuclei with irregular contours, coarse 
clumped chromatin and prominent nucleoli. Brain 
MRI at this time did not reveal any abnormality. Based 
on these features, she was diagnosed as incision site 
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