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Abstract

We report the case of a 28-year-old resident doctor with no past history of having taken rifampicin, who presented
with thrombocytoapaenic purpura occurring after the initiation of anti-tuberculosis therapy (isoniazid, rifampicin,
pyrazinamide and ethambutol) for tubercular lymphadenopathy. [Indian J Chest Dis Allied Sci 2016;58:189-190]
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Introduction
Serious reactions to anti-tuberculosis drugs are
uncommon. Thrombocytopaenia induced by
rifampicin in the absence of prior sensitisation is
exceptional, especially when it occurs in a patient
without risk factors.1

Case Report
A 28-year-old resident doctor presented with
complaints of swelling in the region of right supra-
claviclar region. It was associated with generalised
malaise, loss of appetite and weight loss for last few
weeks. There was also history of low grade fever.
There was no history of cough, expectoration, chest
pain, or haemoptysis. He had taken a course of
antibiotics along with supportive treatment but
without any clinical response. The past medical
history was not significant.

General examination of the patient was not
remarkable, except for a 2.5mm x 2.0mm lymph node
in the left supra-clavicluar region (Figure 1). Systemic
examination revealed no abnormalities. Chest
radiograph (postero-anterior view) showed a right
para-tracheal soft tissue shadow suggestive of right
para-tracheal adenopathy (Figure 2). Laboratory
investigations revealed a normal haemogram with an
erythrocyte sedimentation rate of 55 mm in 1st hour.
Sputum was negative for acid-fast bacilli on smear
examination. Fine needle aspiration cytology (FNAC)
of lymph node was done which revealed epitheloid
granulomas suggestive of tuberculosis (Figures 3,4).

Based on the above findings, anti-tuberculosis
therapy (ATT) was advised with isoniazid 300mg,
rifampicin 600mg, pyrazinamide 1.5g, ethambutol
1200mg. There was marked clinical improvement and
all symptoms were relieved within three weeks. Three
weeks later, the patient noticed purpuric rash on his
arms and legs. There was no bleeding from any site.
Haemogram was done which revealed thrombo-
cytopaenia with platelet count of 30,000. It was decided
to stop all anti-tuberculosis drugs. Liver function
tests, renal function tests, and anti-nuclear antibodies
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Figure 1. Photograph of the patient showing supra-clavicular
lymph node.

Figure 2. Chest radiograph (postero-anterior view) showing right
para-trachgeal lymph node.

tests were normal. Dengue viral markers were also
negative. There were no further purpuric rashes.
After three days ATT was resumed with levofloxacin



190 Rifampcin-induced ITP Hamed Bashir, et al

Figure 3. Photomicrograph showing gaint cell on pap smear (Pap
stain × 400).

Figure 4. Photomicrograph showing epitheloid granuloma
(Geimsa stain × 100).

in place of rifampicin. Platelet count was repeated
after three days which revealed an upward trend.
After one week, the platelet count was above 100,000/
cmm. On follow-up now at two months, the platelet
count has been in the normal range.

Discussion
Serious reactions to anti-tuberculosis drugs are
uncommon. Rifampicin-induced thrombocytopaenia
is an uncommon but potentially life-threatening
complication of ATT.2 Rifampicin-induced
thrombocytopaenia was first reported by Blajchman
and co-workers3 in 1970. Most of the described cases
were observed with high dose intermittent therapy
with rifampicin (1200mg twice weekly).4 Only a few
cases of thrombocytopaenia have occurred during
daily treatment or after administration of rifampicin
following an interruption of therapy.2-6 Tuberculosis
Research Centre, Chennai, reported only a single case
of rifampicin-induced thrombocytopaenia among over
8000 patients treated for tuberculosis over 30 years.7

Thrombocytopaenia induced by rifampicin in the
absence of prior sensitisation is exceptional, especially
when it occurs in a patient without risk factors.1

It has been observed that rifampicin-induced
thrombocytopaenia is caused by the presence of anti-
rifampicin antibodies.6 These antibodies fix a complement
on the platelets in the presence of rifampicin resulting in
platelet destruction.8 A sizeable number of patients taking
anti-tuberculosis drugs interrupt treatment prematurely

due to various reasons and although most are subsequently
re-started on the same drugs, thrombocytopaenia is very
uncommon.9 It has been found that antibodies against
rifampicin can be demonstrated in a significant number
of patients after stopping the drugs. Yet rifampicin-induced
thrombocytopaenia is still relatively rare.2,3,7 Low incidence
of thrombocytopaenia-inducing effect of rifampicin during
daily dosage has been attributed to the possible presence
of development of neutralising antibodies formed during
continuous treatment or it may be that the antigen-
antibody complex is continuously removed without
causing an allergic reaction.10 Thus, daily dosing of
rifampicin may result in immunologic tolerance, whereas
intermittent dosing favors sensitisation.1 Interruption of
treatment may be a risk factor for such complication in
daily regimen of rifampicin.

In patients with clinically drug-induced
thrombocytopaenia, an aetiological agent can be
identified in only 10% cases. In the remaining cases,
the aetiological diagnosis can be suspected by a
prompt rise in the platelet count upon withdrawal
of the offending drug.2 This case recorded a score of
9 on Naranjo ADR Probability scale11 incriminating
the drug as a definite cause for the reaction.

It has been recommended that rifampicin-induced
thrombocytopaenia is an absolute contraindication
to further therapy with rifampicin.5 However, Bhasin
and co-workers12 suggested that re-challenges should
be done before finally withdrawing rifampicin.
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