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Letters to the Editor 

Bacillus anthracis, has also been a potential source for 
bio- terrorism acts.[7] Cutaneous anthrax is the 
commonest and other two, pulmonary and 
gastrointestinal anthrax are uncommon forms.

Many regions in India are still enzootic for animal 
anthrax; however, it is less frequent to absent in North 
India, and sporadic cases of human anthrax have been 
reported especially from Southern states of India.[8]

In Andhra Pradesh, Chittoor, Cuddapah, Guntur, 
Prakasam and Nellore districts are known endemic 
areas for animal and human anthrax.[9,10] Recently six 
tribal patients were described with cutaneous anthrax 
from a remote tribal area in Visakhapatnam.[11] Now 
four more patients presented with similar clinical 
features from a different tribal area, which comes 
under Vizianagaram district, Andhra Pradesh, India.

Four tribal men were brought to the Department of 
Dermatology during the month of September 2007, with 
an undiagnosed skin disease of 8�10 days duration. 
These patients had painless ulcers with vesiculation 
and edema of the surrounding skin on the extremities 
without any constitutional symptoms. These cutaneous 
lesions made us to suspect cutaneous anthrax. There 
was a history of animal death in their house 10 days 
prior to the onset of these skin lesions. They did not 
seek any medical advice for nearly 8 days. Axillary 
lymphadenopathy was present in one of the four patients 
and one patient had cervical lymphadenopathy. There 
were no constitutional symptoms. Patient�s vital data 
was normal. The clinical details of all cases are given in 
Table 1. After obtaining the detailed history of contact 
with an infected carcass and the characteristic clinical 
features, a diagnosis of cutaneous anthrax was made.

In order to establish our clinical diagnosis, the following 
investigations were performed. Smears and swabs were 
taken from vesicles, beneath the ulcers and fluid from 
the surrounding edematous region. These specimens 
were sent to the Department of Microbiology, for 
conventional methods like Gram staining and culture. 
In addition to these specific investigations, routine 
blood and biochemical investigations and chest X-ray 
were done in all cases.

The direct smears of all the four suspected cases 
revealed thick Gram-positive bacilli. The bacilli were 
found singly and some showed capsule. These smear 
findings were suggestive of Bacillus anthracis.

The collected swab exudates were inoculated onto 
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A mini outbreak of cutaneous A mini outbreak of cutaneous 
anthrax in Vizianagaram district, anthrax in Vizianagaram district, 
Andhra Pradesh, IndiaAndhra Pradesh, India

Sir,
Anthrax is a disease of herbivorous animals caused by 
Bacillus anthracis and humans incidentally acquire 
the disease by handling the infected dead animals and 
their products.[1-4] Sporadic cases of cutaneous anthrax 
by biting flies have been reported. [5,6] Unfortunately, 

MedknowPC
Rectangle



417Indian J Dermatol Venereol Leprol | July-August 2009 | Vol 75 | Issue 4

Letters to the Editor

blood agar, which showed non-hemolytic, large, 
irregular, raised, dull, opaque, grayish white colored 
colonies with a frosted glass appearance, suggestive of 
Bacillus anthracis.

All the cases were treated with ciprofloxacin 500 mg 
twice a day orally and ampicillin 500 mg, eighth 

hourly orally for a period of two weeks.

Lab diagnosis of cutaneous anthrax depends upon 

microscopic examination of Gram-stained smears 
from the lesions and cultures from the skin lesions. 
Confirmation of cutaneous anthrax depends upon 
polymerase chain reaction (PCR).[1,7] even in cases of 
prior antimicrobial therapy. In all our four cases, direct 
smears from skin lesions showed thick, Gram-positive 
bacilli and culture-yielded Bacillus anthracis growth, 
confirming the diagnosis. As the culture showed the 
growth in all cases, so the test for PCR was not done. 
All four cases responded dramatically to ciprofloxacin 
and ampicillin therapy and lesions healed without 
scar formation.

Anthrax is a disease of public health importance 
and is a notifiable disease. Once the diagnosis was 
established in our area, the concerned district health 
authorities and animal husbandry personnel were 
informed about existence of anthrax in these areas to 
take up immediate control measures.
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Table 1: Clinical details of cutaneous anthrax patients

Age 
(years) 
/sex

Clinical features Associated 
features

Investigations 
done

11/
Male

Painless 
noduloulcerative 
lesion over the right 
cheek covered by 
a black eschar for 
8 days

Bilateral cervical 
lymph nodes 
enlarged and 
non-tender

Gram +ve 
bacilli, culture 
showed 
opaque growth 
on blood agar

38/
Female

Presented with two 
ulcerative plaques 
covered by black 
eschar surrounded 
by edema over the 
left wrist for 9 days 
[Figure1]

No 
lymphadenopathy

Gram +ve 
bacilli, culture 
showed 
opaque growth 
on blood agar

40/
Female

Painless ulcer 
with surrounding 
erythema and 
edema covered with 
a black eschar, over 
the right middle 
Þ nger for 10 days 
[Figure 2]

No 
lymphadenopathy

Gram +ve 
bacilli, culture 
showed 
opaque growth 
on blood agar

62/
Female

Presented with 
hemorrhagic blister 
over the right thumb 
for 10 days

Right axillary 
lymphadenopathy,
non-tender

Gram +ve 
bacilli, culture 
showed 
opaque growth 
on blood agar

Figure 1: Two ulcerative plaques covered by black eschar 
surrounded by edema

Figure 2: Ulcer with surrounding erythema and edema covered 
with a black eschar
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Hemorrhagic cystitis Hemorrhagic cystitis 
following dexamethasone: following dexamethasone: 
Cyclophosphamide pulse therapyCyclophosphamide pulse therapy

Sir,
Cyclophosphamide was originally used as an
anti-cancer drug; however, its uses have broadened and 
is now commonly used in many dermatologic disorders 
like bullous disorders, vasculitis and connective tissue 
disorders. Dexamethasone�cyclophosphamide pulse 
(DCP) therapy,[1] designed by Pasricha and Gupta 
for pemphigus was first used in 1981 with the aim 
of reducing the toxicity of corticosteroids and also 
achieve better therapeutic results. Dexamethasone�
cyclophosphamide pulse therapy is used as first-
line therapy in pemphigus in many centres in India. 
Hemorrhagic cystitis occurs in 5�10% of patients 
treated with cyclophosphamide and is believed to be 
caused by the metabolite acrolein.[2] Acrolein is toxic 
to the bladder epithelium and can lead to hemorrhagic 
cystitis. Mesna (is an acronym for 2 Mercapto Ethane 
Sulfonate Sodium [na]) is used therapeutically to 
reduce the incidence of hemorrhagic cystitis. Mesna 
assists to neutralize these metabolites by binding 

through its sulfhydryl-moieties, and also increases 
urinary excretion of cysteine.[3] Side effects of mesna 
include nausea, vomiting, headache, diarrhea and 
generalized weakness. We report a 73-year-old female 
with pemphigus who was controlled with standard 
DCP therapy. After receiving her seventh pulse (phase 1 
– total cumulative dose of 10.5 g of cyclophosphamide), 
she presented with gross hematuria, dysuria and 
increased frequency of micturition. Her urine routine 
showed plenty of RBCs/high power field. Hemogram, 
renal parameters, bleeding time and clotting time were 
within normal limits. USG pelvis was normal. Urine 
culture was sterile. Hence a diagnosis of hemorrhagic 
cystitis secondary to cyclophosphamide was made. 
She was treated with 1 pint of normal saline followed 
by 2.5 l of oral fluids per day for 4 days. Tolterodine, 
a muscarinic receptor antagonist, was given to treat 
dysuria. Her symptoms subsided after a week. This is 
probably the first case report of hemorrhagic cystitis 
following DCP therapy.

Ballen et al.[4] reported 100 consecutive patients 
who underwent autologous or allogeneic bone-
marrow transplantation and received high-dose 
cyclophosphamide with hyperhydration using 
5% dextrose normal saline at the rate of 250 ml/h 
and furosemide with only two patients developing 
clinically significant hemorrhagic cystitis. Shepard 
et al.[5] compared mesna versus hyperhydration for the 
prevention of cyclophosphamide-induced hemorrhagic 
cystitis in bone-marrow transplantation and concluded 
that both mesna and hyperhydration were equally 
effective in preventing cyclophosphamide-induced 
hemorrhagic cystitis. The efficacy of hyperhydration 
or mesna in prevention of cyclophosphamide-induced 
hemorrhagic cystitis secondary to DCP therapy 
has not been evaluated. Since mesna is associated 
with side effects, we decided to use hyperhydration 
prophylactically to prevent hemorrhagic cystitis.

We have adapted a new protocol to prevent hemorrhagic 
cystitis.

Day 1: Dexamethasone 100 mg in 500 ml of 5% 
dextrose.
Day 2: Dexamethasone 100 mg in 500 ml of 5% dextrose 
was given followed by 500 mg of cyclophosphamide 
in 250 ml of 5% dextrose which is then followed by 
500 ml of normal saline.
Day 3: Dexamethasone 100 mg in 500 ml of 5% 
dextrose.
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