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of  the tissue biopsy revealed amorphous aggregates of  
eosinophilic granules of  large clusters of  microorganisms 
resembling fungal hyphae and bacteria, in a background of  
chronic suppurative inflammation of  mixed inflammatory 
infiltrate cells and stained positively by PAS and Gomori’s 
methenamine silver stain.

Conservative exploration was carried out on the patient 
after proper written informed consent. She was initially 
treated with co-trimoxazole and streptomycin and later 
with dapsone, rifampicin and streptomycin. The patient 
improved after three months of  chemotherapy, the swelling 
diminished and grain extrusion has ceased. The patient 
has been able to resume ambulation with normal footwear 
and recovered uneventfully. In our study, we reported a 
case of  mycetoma due to N. farcinica. The actinomycotic 
mycetoma varies species wise from country to country 
and place to place. Nocardia brasiliensis mycetoma is more 
commonly reported from different countries like Africa, 
South America, Mexico, and other parts of  India.[3,4] Maiti 
et al. reported from Calcutta that pricking was the most 
common injury associated with eumycetomas. Lesions 
in exposed area were more common among agricultural 
workers with a remarkably lower incidence of  Nocardia.[5]

The mycetoma of  the leg in this case could have been 
diagnosed early and promptly treated with a high index 
of  suspicion. 
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Eschar- A Forgotten Focus of 
Concern
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Sir,
Scrub typhus is an acute febrile illness usually endemic in 
many parts of  Asia including India, caused by a microbe 
Rickettsia tsutsugamushi (R. orientalis) and transmitted to 
humans by the bite of  larval stage of  infected trombiculid 
mites or chiggers. Though transmission occurs throughout 
the year in tropical areas, in India the peak occurs between 
October and February.[1] At the site of  mite bite, an eschar 
of  5-20 mm in diameter develops. The occurrence varies 
from 46 to 92%, and influenced by the complexion of  the 
patient. In this letter we stress the importance of  eschar in 
diagnosing the scrub typhus fever.

A 42-year-old male farmer was admitted with the history 
of  fever and generalized body ache of  three days duration. 
On examination he was conscious and febrile. His vitals 
were stable. He had icterus, axillary lymphadenopathy 
and a punched out ulcer with blackened scab, the eschar, 
below the right clavicle [Figure 1]. The vicinity of  the 
eschar was surrounded by erythema. His Weil-Felix test 
was positive with OXK 320. Biochemical investigations 
revealed deranged liver and renal function tests. Fever work 
up for malaria, leptospirosis and enteric was negative. His 
blood and urine culture was sterile. He was diagnosed as 
a case of  scrub typhus. He was managed with high flow 
oxygen, doxycycline, azithromycin and supportive care. He 
responded well to treatment.

The eschar begins as a small papule, then enlarges, 
undergoes central necrosis, and eventually acquires a 

Figure 1: An ulcerated lesion with crust
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blackened crust with an erythematous halo that resembles 
a cigarette burn. Necrotic eschar at the inoculating site of  
the mite is pathognomic of  scrub typhus as shown in the 
picture. Eschar heralds the onset of  symptoms invariably 
as observed in this case and usually occurs at sites where 
skin surfaces meet or clothes bind, such as the axilla, groin, 
neck, waist, and at in uncommon sites like wrist joint, elbow 
joint and inguinal area.[2] Although eschars are important 
in the diagnosis of  scrub typhus, the lesions are painless 
and without any itching sensation in most cases, causing 
the infection goes undetected. Dong-min Kim et al.[3] have 
suggested assessing the presence of  draining lymph node 
enlargement which could be an important adjuvant method 
for the diagnosis.

Physicians sometimes encounter eschar-like crust lesions 
in clinical practice which is similar to a scab formed 
after trauma, and its size may be very small, which also 
delays recognition of  eschar in many cases. Under such 
circumstances it is essential to search for eschar carefully on 
entire body, and suspect scrub typhus as prompt treatment is 
necessary to decrease mortality in this disease. Lee et al.[4] used 
PCR method to arrive at early diagnosis using eschar material 
and has differentiated other eschar-like crusted lesions.
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Sporadic Case of Visceral 
Leishmaniasis in Sikkim, India
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Sir,
Leishmaniasis, an arthropod–borne disease is caused by 
Leishmania donovani complex transmitted by Phlebotomus 
sandflies. In India, visceral leishmaniasis has been known 
to occur in epidemics and endemics in eastern parts of  the 
country, West Bengal, Eastern Districts of  Uttar Pradesh, 
Assam and foothills of  Sikkim,[1,2] In recent years, many 
development projects have come up in Sikkim especially in 
the foothills. This has led to the immigration of  laborers 
from the nearby states like Bihar and West Bengal, which 
are known endemic regions. In addition, these development 
projects expose more virgin population and bring human 
beings into areas of  vector and reservoir concentration.[3] 
This report describes a visceral leishmaniasis (VL) case 
initially diagnosed as chronic liver disease. A 50-year-old 
male farmer from Namchi, South Sikkim, presented with 
a history of  intermittent fever associated with chills and 
rigor since one year, abdominal distension and swelling 
of  feet with intermittent epistaxis for the last six months. 
There was no history of  blood transfusion, accidental 
needle stick injuries and travel to any known endemic area. 
The patient was treated earlier for chronic liver disease 
with decompensation. Physical examination revealed 
pallor, moderate splenomegaly (firm and non tender) 
and ascites. There was no icterus, no skin pigmentation, 
no weight loss, no lymphadenopathy, no hepatomegaly 
and no loss of  hair. All the vital signs were within normal 
limits. Routine hematological investigation showed 
leucopenia (2000/mm3), hemoglobin – 6.8 gm/dl, platelet 
count – 74000/mm3 (thrombocytopenia). Liver function 
tests and blood sugar (random) was also within normal 
limits. Aldehyde test was positive. Ultra sonography 
showed gross splenomegaly (size 19 cm) with minimal 
ascites and normal liver echotexture. Endoscopy revealed 
grade I – II esophageal varices with portal gastropathy. 
A diagnostic bone marrow aspirate and splenic puncture 
were performed. Giemsa stained smears of  splenic aspirate 
[Figure 1] and bone marrow showed numerous LD bodies 
within histocytes and also extracellular LD bodies. Parasite 
grading was done according to WHO recommendation 
on the estimation of  L.donovani amastigote numbers in 
splenic aspirate smear.[6] Pre-treatment parasite count was 
4+ (251 LD bodies/100 OIF (Oil immersion field). Bone 
marrow smear showed granulocyte series within normal 
limits but lymphoid series was markedly increased without 
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