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is associated with larger, stellate or angular lesions 
and location on extremities.[2] Also, it is more likely 
that lesions that form in early gestation may heal 
before delivery and appear as fibrotic scars whereas 
less mature defects may present as ulcers or erosions 
at birth.[3] Therefore, the truncal, arcuate-shaped 
atrophic scars in our case represent early fetal 
demise of the co-twin.

Aplasia cutis congenita has to be differentiated from 
epidermolysis bullosa and bullous dermolysis of the 
newborn as they also present with skin erosions at 
birth. However, in these entities, fresh bullae appear 
even after birth on exposure to trivial trauma.

Mazza et al. had diagnosed aplasia cutis congenita 
group 5, in-utero, by detecting smaller abdominal 
circumference on prenatal ultrasound in a case that 
fulfilled other criteria.[4] However, in our case, the 
abdominal circumference of the live fetus was 166 mm 
at 22 weeks of gestation, which almost corresponded 
to the gestational age.

Recently, there is an increasing trend of multiple 
pregnancies as a result of infertility treatment by 
ovulation induction. Moreover, the selective feticide 
that is sometimes performed to safeguard a precious 
pregnancy and avoid multiple births results in 
iatrogenic fetus papyraceus. Hence, more cases of 
congenital absence of skin in surviving co-twins 
following selective feticide are being reported.[1]

Prognosis depends on the size of the lesions and the 
associated organ malformations such as congenital 
pulmonary anomalies and duodenal and biliary 
atresia which have been reported in aplasia cutis 
congenita group 5.[5] Early diagnosis and management 
will prevent complications such as infection and 
bleeding. Dermatologists and neonatologists should 
be aware of this rare condition in multigestational 
pregnancies associated with the death of a co-twin or 
fetus papyraceus or vanishing twin.
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An asymptomatic inguinal An asymptomatic inguinal 
swelling: Lymphatic fi lariasisswelling: Lymphatic fi lariasis

Sir,
A 25-year-old labourer, from Uttar Pradesh presented 
with an asymptomatic gradually progressive swelling 

in the right inguinal region for 1 month. He had 
no history of urethral discharge, genital ulcer, any 
systemic symptoms or a similar previous episode. 
On examination, there was a single subcutaneous 
slightly tender, firm, mobile 3.5 × 3 cm swelling in 
the right inguinal region [Figure 1]. There were no 
other findings on local and systemic examination. The 
patient underwent fine-needle aspiration cytological 

Namrata
Rectangle



447Indian Journal of Dermatology, Venereology, and Leprology | July-August 2016 | Vol 82 | Issue 4

Letters to the Editor

Figure 1: Asymptomatic lymph node swelling in right inguinal 
region

Figure 2: Fine needle aspirate from lymph node showing a 
filamentous structure with peripheral sheath,  dark nuclear 
column  in its cavity and an empty space at the tip of its  tail.  
(May-Grunwald-Giemsa stain, ×400)

examination from the lesion with differential diagnoses 
of tubercular lymphadenitis, filariasis and inguinal 
bubo. On May-Grunwald-Giemsa staining of the 
smear, a few neutrophils and a filamentous organism 
suggestive of microfilaria was seen. The microfilaria 
had a peripheral sheath, was gently curved with a dark 
nuclear column in the body not extending to the tip of 
the tail [Figure 2]. Hematological examination showed 
peripheral eosinophilia. Serology for the human 
deficiency virus (1 and 2) was non-reactive. Based upon 
morphological features and immunochromatography 
based antigen-assay, a diagnosis of filarial 
lymphadenitis caused by Wuchereria bancrofti was 
made. The patient was advised diethylcarbamazine, 
6 mg/kg as a single dose resulting in resolution of the 
swelling within 4 weeks.

Lymphatic filariasis is endemic world-wide and 
nearly 1.4 billion people are estimated to be at risk 
globally. Asia, Africa, Pacific Islands, South America 
and Caribbean basin are the most affected geographic 
areas.[1] In India, the endemic states are Bihar with 
the highest endemicity (over 17%), Kerala (15.7%) 
and Uttar Pradesh (14.6%).[2] Wuchereria bancrofti, 
Brugia malayi, Onchocerca volvulus and Loa loa are 
the important filarial species and the vectors are 
Culex quinquefasciatus (W. bancrofti) and Mansonia 
annulifera (B. malayi).[1] Parasites are deposited in 
the human body by the bite of infected mosquitoes. 
The larvae then migrate to loco-regional lymph nodes 
and mature into adult forms. The mature fertilized 
female worm releases microfilariae into the peripheral 
circulation which are ingested by mosquitoes during 
a blood meal and develop into infective larvae in the 
mosquito over 10–14 days. These larvae migrate to the 

mosquito’s proboscis and are inoculated in the human 
body perpetuating the cycle.[3,4]

Adult filarial worms elicit a type 2 helper cell 
inflammatory response resulting in the elaboration of 
interleukins 4, 5, 9 and 10. This results in granuloma 
formation, endothelial and connective tissue 
proliferation, elevated IgE levels and peripheral blood 
and tissue eosinophilia. The irreversible anatomical 
and functional changes in lymphatic channels lead to 
dilatation and tortuousity of lymphatic vessels.[5]

Lymphatic filariasis can have varied clinical 
manifestations: acute lymphadenitis, acute 
lymphangitis, asymptomatic subcutaneous swelling, 
funiculo-epididymoorchitis, chronic lymphedema, 
hydrocele, lymph node swellings, nodules in breast, 
thyroid or salivary gland, tropical pulmonary 
eosinophilia and chyluria.[6-8] Lymphatic filariasis 
represents about 25–30% of all cases of filariasis. 
Conversely, filariasis accounts for 0.047% of all cases 
of lymph node swellings.[7] Recurrent episodes of 
lymphangitis predispose to chronic lymphedema and 
increased bacterial and fungal infections. Gradually, 
patients develop deformities affecting the quality of 
life.[6]

Non-invasive methods for diagnosis of lymphatic 
filariais include imaging (ultrasonography and 
magnetic resonance imaging) which demonstrates 
the continuous twirling motion of echogenic 
particles representing either adult filarial worms or 
microfilaria in scrotal lymphatics (filarial dance 
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sign). Lymphoscintigraphy aids in demonstration of 
anatomical and functional abnormalities in lymphatic 
channels using radiolabeled dextran. Species can be 
identified by the use of immunochromatographic 
and deoxyribonucleic acid probes using polymerase 
chain reaction which are sensitive and specific 
methods for diagnosing different species of 
filariasis.[6] The demonstration of microfilariae is 
possible in peripheral venous blood smears sampled 
at midnight or after diethylcarbamazine provocation 
during the day. Fine-needle aspiration cytology offers 
an easy, inexpensive and quick method to demonstrate 
microfilariae and adult worms.[6-8] However, 
microfilaria in fine-needle aspiration cytology is an 
uncommon finding despite the high incidence of 
filariasis. A very low detection rate of microfilaria has 
been reported from superficial sites like breast lumps, 
lymph nodes, thyroid swellings, scrotal swellings 
and soft tissue swellings by some authors.[7,8] The 
detection rate of microfilaria has been found to be only 
0.078% of all samples from lymph node swellings.[7] 
Careful screening of fine-needle aspiration cytology 
smears is therefore required for demonstration 
of the parasite in aspirates. The different species 
of microfilariae can be differentiated based upon 
body morphology, nuclear characteristics, staining 
pattern, presence or absence of nuclei at the tip and 
nocturnal motility.[3,6] Treatment modalities include 
diethylcarbamazine, 6 mg/kg single dose or daily for 
12 days in divided doses, oral ivermectin 200 μg/kg, 
and albendazole 400 mg twice daily for 2 weeks.[1,6] 
The management of chronic lymphedema is difficult. 
Limb elevation, local care, regular exercise, massage, 
intermittent pneumatic compression of the affected 
part and surgical procedures such as lymph node 
venous shunt, omentoplaxy, excisional surgery 
and skin grafting have been used with variable 
success.[6] In endemic countries, mass administration 
of a single annual dose of oral albendazole 400 mg 
and diethylcarbamazine 6 mg/kg of body weight is 
recommended for prevention of transmission of 
filariasis.[1,6] Several subunit vaccines have been 
identified for prophylaxis, however, there are still no 
effective vaccines available.[9]
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