Tuberculoma and disseminated tuberculosis infection presenting as status epilepticus: A Case Report
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Introduction

Case Continued..

In this article we describe an unusual presentation of
extrapulmonary tuberculosis infection in a 42 gentleman
who presented with seizures. We also discuss various
presentations of disseminated tuberculosis and guidelines
on management

CT axial imaging revealed mediastinal and right
supraclavicular lymphadenopathy with some omental
thickening and free fluid in the pelvis suggestive of
peritoneal disease. The right supraclavicular node was
amenable to biopsy, and this was carried out with
radiological guidance. TB PCR was subsequently positive
from this tissue sample, and rifampicin resistance gene
was not detected. EBUS was performed to sample a right
paratracheal node and later proved to be non-diagnostic.
He
was
commenced
on
rifampicin,
isoniazid,
pyrazinamide, and ethambutol.

Case
A 42 year old Indian male with residence in Ireland for 5
years presented to hospital by ambulance in status
epilepticus on a background of recent alcohol abuse. The
patient had no previous medical records and no collateral
history was available at time of presentation.
Initial laboratory investigations showed mild pancytopenia
with profound lymphopenia of 0.1 x 10^9/L on admission.
CT Brain showed vasogenic oedema within the inferolateral
right frontal lobe and some surrounding ill-defined
enhancement.
.
Lumbar puncture was performed, and CSF showed a raised
protein (125mg/dL) with normal white cell count and no
bacterial or fungal growth. Viral PCR panel was negative for
HSV1, HSV2, EBV and Enterovirus. He was commenced on
IV ceftriaxone, vancomycin and metronidazole to treat
possible intracranial infection, and IV dexamethasone for
cerebral oedema. He was also given chlordiazepoxide and
IV thiamine for alcohol withdrawal
MRI subsequently revealed a 2cm intra-axial ring enhancing
lesion in the subcortical white matter of the right frontal
lobe and a small lesion in the left thalamus (Figure 1 and 2).
He was extubated successfully and moved to a medical
ward following 2 days in ICU. His HIV test was negative,
immunoglobulin counts were in normal range and
lymphocyte subsets revealed deficiency in all subgroups.

Following haematology advice regarding the persistent
and marked lymphopenia, a bone marrow biopsy was
carried out to investigate possible marrow involvement or
underlying malignant process. The bone marrow aspirate
did not show any blasts or other malignant cells, and
there were no granulomas or evidence malignancy on
analysis of the trephine. Mycobacterial cultures from the
aspirate are negative to date.
The patient’s cognitive status initially fluctuated, however
this gradually improved over the course of his admission.
He suffered no further seizures on a combination of
levetiracetam and lacosamide. At present he continues on
a 4 drug regimen and mycobacterial sensitivities are
awaited.
MRI Brain
.

Figure 1: T1 weighted image
Figure 2: T2 weighted image
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Cerebrospinal Fluid Results
Test
Protein
Glucose
TB-PCR
Mycobacterial Culture

Result
125
3.6
Not Detected
Pending

Discussion and Conclusion

Normal Range
15-45mg/dL
2.8-4.4 mg/dL
Not detected
Sterile
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