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An inexpensive technique for making Barron bands
for ligation of haemorrhoids

Haemorrhoids have been diagnosed and treated since the dawn of
civilization. It is a common surgical disorder accounting fora large
number of patients in the surgical outpatient department. Complica-
tions of internal or external haemorrhoids are usually the indication
for medical or surgical intervention. These include pain, necrosis
and mucus discharge. The initial management of haemorrhoids is
usually medical and consists of stool softeners and avoidance of
dietary foods that may cause constipation. Haemorrhoids that fail to
respond usually require band ligation, cryosurgery or haemor-
rhoidectomy.

Elastic band ligation is safe and effective in the treatment of first-,
second-, third- and selected fourth-degree haemorrhoids. The haemor-
rhoidal tissue is usually grasped above the dentate line and pulled
into the barrel of an elastic band applicator and two bands are placed
at the base of the haemorrhoidal complex.

Barron bands usually cost about Rs 20 and are of variable quality.
More than 20% of locally available bands break while being
mounted on the applicator. Moreover, the quality of these bands
varies from one manufacturer to another.

We have recently tried making these bands from a Foley catheter.
A 12 F Foley catheter is cut into 2 mm pieces distal to the balloon.
This yields about 130 such bands. These bands are soft, easily
mountable and provided excellent occlusion to the base of the
haemorrhoid. The pile usually sloughs off in about 7-10 days leaving
a scar that prevents further prolapse and bleeding of the remaining
tissue.

We have used these bands in 136 patients and have found them
to be better than commercially available ones. We recommend these
bands as an inexpensive and equally effective alternative to com-
mercially available ones.
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Effectiveness of training on the knowledge of
HIV/AIDS among nurses in Delhi

Health professionals, especially nurses, play a critical role in the
dissemination of information, education and communication (IEC)
for the prevention and control of HIV /AIDS in healthcare settings as
well as in the community. Training would equip them with the
necessary knowledge to accomplish this task. Realizing the need,
the Department of Community Medicine, Maulana Azad Medical
College, organized 7 training programmes of 2 days each between
November 2001 and March 2002. Nurses from various hospitals in
Delhi (n=236) attended the training in batches of 30-35. They
completed a questionnaire on various aspects of HIV/AIDS before
and after the training. A multidisciplinary team of faculty members
imparted the training based on a standardized module.

The knowledge of the nurses improved significantly after the
training (Table I). Short term training on HIV/AIDS was effective
among nurses in Jalpaiguri where a large number reached a desirable
score of >75% in the post-test.' Our study revealed that 65%-75% of
nurses had know ledge on most aspects. of HIV /AIDS before training.
This is in congruence with observations from other places." The pre-
test knowledge regarding symptoms and signs of AIDS is comparable
to a study from Nagpur,' where 70% nurses had knowledge on clinical
manifestations of AIDS. Misconceptions prevailed about the routes of
HIV transmission." We also found the need to emphasize this aspect.
While most nurses benefited from the training, future training needs to
focus on prevention and universal precautions at work.

TABLEI. Knowledge of nurses about HIV /AIDS (data in percentage)

Item Correct response Increase
in pre-test in post-test

1111

What is AIDS 75.4 9.8*
WhatisHIV 72.0 13.2*
AIDS develops after 7-10 years of HIV infection 66.1 22.St
HIV transmission increases 10-fold with reproducti ve 17.8 33.9t
tract/sexually transmitted infections

Age group most affected by HIV /AIDS in India 67.8 25.8t
HIV transmission through
Shaking hands, hugging, small kissing 65.4 7.7*
Saliva 49.2 22.8t
Sharing needles and syringes with infected persons 77.5 5.6
Breast milk 36.9 56.3t
Prevention of sexually transmitted diseases/AIDS 87.7 7.2*
with condoms

Discarding ofHIV -positive blood 49.2 17.7t
Test for HIV (ELISA) 87.7 9.3t
Earliest period forconfmning HIV infection (3months) 18.6 56.4t
System affected by HIV (immune) 56.4 13.5*
Major signs and symptoms of AIDS 77.1 9.3*
Effective method for HIV inactivation at peripheral 35.6 0.4
healthcare level (boiling for 20 minutes)

Correct method for disposal of syringes and needles 57.2 17.0t
Mode of getting HIV infection from patients (injuries, 66.1 19.5t
exposure to body fluids)

Situation where sterile gloves need to be used 63.6 8.9*
Measures not to be taken in case of injury with used
needle or sharp instrument (put finger in mouth) 29.7 16.5t

*p<O.05 tp<O.OOI Correct answer is shown in parentheses
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STI-571 (Gleevec) in the treatment of
chronic myeloid leukaemia

Chronic myelogenous leukaemia (CML) is a clonal myeloprolifera-
tive disorder of the pluripotent stem cell. This is the commonest
leukaemia among Indian adults (40%-70%).1 The disease is usually
characterized by an insidious onset of symptoms, progressive spleno-
megaly, marrow hypercellularity, anaemia, leukocytosis, and cyto-
genetically by the presence of the Philadelphia (Ph) chromo-
some t(9;22)(q34;q 11) in 90%-95% of patients. The disease follows
a biphasic or triphasic course. There is an initial chronic phase (CP)
which after an average period of 4 years may transform to a blastic
phase (acute phase).' In the formation of Ph chromosome, the ABL
proto-ocogene is translocated from chromosome 9(q34.1) on to BCR
gene in chromosome 22 (qll.2). The resultant fusion gene BCR-
ABL transcribes a chimeric 8.5 mRNA which in turn is translated to
a novel protein of 210 kD. The latter, presumably through increased
tyrosine kinase activity, undergoes malignant transformation?

The current therapeutic options for a potent with CML include
oral hydroxyurea, interferon-alpha (IFN-a) or allogeneic bone mar-
row transplantation (BMT). Hydroxyurea is able to control total
leukocyte counts (TLC) in most patients but does not eradicate the
leukaemic clone. Therapy with lPN-a results in suppression of the
Ph clone in 20%-25% of patients with a survival benefit in respond-
ers.' Allogeneic BMT from HLA-Ihatched sibling or unrelated donor
is currently the only curative therapy but is limited by the availability
of a HLA-matched sibling to 25%-30% of patients, transplant
associated morbidity and mortality (15%-20%) and late relapses in
10%-20% of transplant recipients.

A new drug, BCR-ABL tyrosine kinase signal tranduction inhibi-
tor 571 (STI 571; Imatinib mesylate) has been introduced for the
therapy of CML. This drug acts as a competitive inhibitor of the ATP
binding site on the protein and prevents its phosphorylation (and thus
its activity).' Initial phase II results published in 2001 have confirmed
the efficacy of the drug in patients with CML resistant to lPN-a or
those who have relapsed after an initial response to lPN-a.5 STI-571
has also been found to be active in patients with an accelerated phase
and blast crisis." Recently, Kantarjian et al. for the International STI-
571 CML study group have reported results of 532 patients treated
with this drug.' All these patients were late CP-CML in whom
previous therapy with lPN-a had failed. These patients received STI-
571, 400 mg daily orally. Treatment resulted in a complete
haematological response (CHR) in 95% of patients and a major
cytogenetic response (MCR) in 60% of 454 patients with CP-CML.
After a median follow up of 18 months, CML had not progressed to
the accelerated phase in an estimated 89% of patients and 95% of
patients were alive.' More recently, the same group had reported
results of STI-57 1 therapy in newly diagnosed patients with CP-CML
and compared these results with 274 similar patients treated with
IFN-a. Complete and partial cytogenetic response rates at 3 and 6
months were higher for STI -571 as compared to lPN-a. 8These results
have been confirmed by Druker" in a randomized study: 1106 newly
diagnosed Ph+ patients with CP-CML were randomized to receive
STI-571 (400 mg daily) or lPN-a 5 mU subcutaneously daily along
with low dose cytosine arabinoside (20 mg/m' daily) for 10 days every
month. At 6 months, the major and complete cytogenetic response
rates were 63% and 40% (STI-571) v. 10% and 2% (lPN-a; p<O.OOI).

We have recently treated 14 patients (11 men and 3 women) of
CML (median age: 40 years; range: 29-49 years) with STI-571
(Gleevec). Nine patients had chronic phase, 3 accelerated phase
(AP) and 2 patients had blast crisis at the time of starting STI-57l.
All these patients were previously treated and had received IFN-a
and low dose Ara-C (n=5), IFN-a alone (n=2), hydroxyurea alone
(n=3) and one each had received busulfan alone, hydroxyurea and
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busulfan, allogeneic BMT and autologous BMT. The median inter-
val from the diagnosis of CML to starting of STI-571 was 36 months
(range: 7-198 months). STI-571 was started as a 400 mg daily single
dose for chronic phase and accelerated phase patients, and 600 mg
daily for blast crisis patients. The median duration of STI-571
therapy was 6 months (range: 1-22 months). All the patients
achieved haematological remission (complete: 13; partial: 1) at a
median of 32.5 days (range: 7-87 days). Cytogenetic studies re-
vealed, MCR «65% Ph+ metaphases) in 2 of 12 patients (CML-
CP+AP) at 3 months. At 6 months, 4 of 8 evaluable patients achieved
cytogenetic response (complete: 1, and major:3).

The non-haematological toxicity included nausea (4), myalgia (2),
weight gain (5), facial puffiness (2), headache (3), arthralgia (1), pedal
oedema (1) and periorbital oedema (3). Both patients with lymphoid
blast crisis achieved complete haematological remission but relapsed
and died 6 and 12 weeks later due to intracranial haemorrhage and
progressive disease. The haematological toxicity included anaemia
(grade II: 2; grade III: 1), neutropenia (1 each of grades I-III) and
thrombocytopenia (1 each of grades II and III). None of the side-effects
were life-threatening and resolved with either dose reduction, support-
ive treatment or temporary stoppage of the drug for a few days.

None of the patients discontinued the drug. Our preliminary
results in a small number of patients and a limited follow up are
similar to those of studies reported from the West. Our results are
also similar to those reported by a recent study from Argentina."

Apart from CML, STI -571 has also been found to be useful in the
treatment of gastrointestinal stromal tumours (GIST) where it acts
by suppressing the c-kit ligand (CD 117) which is overexpressed in
these tumours.? Development of STI-571 represents a major event
and has provided proof of the principle that targeting anticancer
agents at defined neoplastic pathways is possible. While STI-571 is
being marketed in India, its cost remains a major limiting factor with
a dose of 400 mg daily for 1 month costing Rs 125 000 (US$ 2250).
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Cortisol levels following therapy in tuberculous
Addison's disease: Results of long term follow up

Tuberculosis is the commonest cause of Addison's disease in India. J

Such patients are treated with antituberculous drugs, with the aim
to improve the adrenocortical function. A few case reports have
shown an improvement in the adrenal function after treatment.>' In
contrast, in a prospective study, we previously reported that plasma
cortisol and aldosterone levels did not show any recovery.' In view
of the relatively short follow up in that study, the possibility remains
that adrenal function may recover on a longer follow up. We now
present our data on glucocorticoid reserve on the long term follow up
of 6 patients with Addison's disease treated with antituberculous
therapy.

Between 1990 and 2000, 9 patients of tuberculous Addison's
disease had a follow up of >4.5 years after antituberculous treatment.
Ofthese, 2 patients were lost to follow up. One patient (current follow
up 8 years) had no improvement in cortisol1evels after 5 years (peak
cortisol <0.5 mg/dl), but subsequently did not agree to undergo
testing. Thus, 6 patients on long term follow up were included in the
study. This included 4 patients studied in our previous report,' who
now had a longer follow up (6.5-8.5 years). Addison's disease was
suspected clinically and confirmed by measuring plasma cortisol,
before (0800 hours) and 60 minutes after an intramuscular injection
of 0.25 mg aqueous 1-24 ACTH (Synacthen", Ciba, UK). Tubercu-
lous aetiology was established on the basis of adrenal enlargement
and/or calcification and confirmed by cytological evidence of granu-
lomatous inflammation and/or demonstration of acid-fast bacilli. All
6 patients presented with features of severe adrenal insufficiency.
Four patients were hypotensive and 2 were in adrenal crises. The
severity of their disease was also reflected in the low levels of
stimulated plasma cortisol «0.5-4.5 mg/dl). Patients were placed on
antituberculous treatment consisting of isoniazid, rifampicin and
pyrazinamide for 12 months. They received prednisolone, 5.0-7.5
mg/day in two divided doses, and fludrocortisone 0.1 mg/day. Pa-
tients were followed at 6-monthly intervals and last tested in the year
2001-2. During this period the patients remained asymptomatic.

The peak plasma cortisol levels before the start of antitubercu-
lous therapy and at the time of last follow up are shown in Table I.
Peak stimulated plasma cortisol levels did not improve during the
follow up period (median 2.3 v. 2.4 mg/dl). Plasma cortisol levels
did not reach the normal level (>18 mg/dl) for any patient. Two
patients had undetectable cortisol prior to treatment; in both in-
stances cortisol did not reach a detectable level on follow up. Plasma
ACTH, measured after stopping oral prednisolone for 48 hours, was
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TABLEI. Peak plasma cortisol levels in patients with tuberculous
Addison's disease

Patient Follow up after Peak plasma cortisol (mgldl) ACTH
ATT(years) BeforeATT At last follow up (pglml)

1 7.8 2.5 4.0 26
2 7.0 <0.5 <0.5
3 6.5 4.0 3.9 35
4 8.5 <0.5 <0.5 4
5 7.0 4.5 1.0 139
6 4.8 4.4 7.6

Cortisol was measured prior to, and 1 hour after an intramuscular injection of 0.25 mg
aqueous ACTH. The highest value at either of these two time points was used for peak
stimulated cortisol levels AIT antituberculous therapy

unsuppressed in all cases suggesting that the pituitary was not
suppressed with long term glucocorticoid replacement therapy.
There was a significant correlation between peak plasma cortisol
levels prior to treatment and at last follow up (r=0.9, p-dl.Ot).

Our study suggests that, despite antituberculous therapy, adrenal
function does not recover in patients who present with severe Addison's
disease and low glucocorticoid reserve. The significant positive
correlation between pretreatment and final peak cortisol levels sug-
gests that the final outcome of therapy may depend, in part, on the
functional status of the adrenal gland at the start of treatment. The
poor recovery of adrenal function in this study may be related to non-
availability of adrenal tissue for regeneration. On the basis of our data,
we conclude that repeated testing for adrenocortical function at
regular intervals is not required in these patients.
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