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INTRODUCTION

Parkinsonism has been reported as a consequence of various
central nervous system infections. The common infective
agents include japanese encephalitis, encephalitis lethargica,

inûuenza A encephalitis, neurocysticercosis; arbovirus, enterovirus,
varicella-zoster virus, measles virus/ subacute  sclerosing
panencephalitis, mycobacterium tuberculosis meningitis or
tuberculomas,  mycoplasma pneumoniae, salmonella typhi,
plasmodium falciparum, prion  disease, and african
trypanosomiasis.and HIV1-4. Here we are reporting a intresting case
of parkinsonism due to intracranial tuberculoma involving thalamic
region.

CASE REPORT
A 42-year old housewife presented with insidious onset and progressive history of slowness
in performing household work  like cooking food and cleaning house etc. since 2 months.
She also noticed difficulties in all basic activities of daily living for the last 20 days.  General
physical and systemic examinations were unremarkable. Neurological examination revealed
normal higher mental functions and cranial nerves. Speech was low volume and hypokinetic.
Ocular movements were normal. The facial expression was mask-like. There was no facial
asymmetry or drooling of saliva.  Motor system examination revealed generalized rigidity,
severe bradykinesia in axial and appedicular muscles, normal motor power and symmetrical
brisk deep tendon reflexes. Plantar responses were flexor bilaterally. There were no postural,
action or resting tremors.  There was gross postural instability on pull test. Routine
hematological and biochemical analysis were normal. Chest skiagram and ECG were normal.
HIV serology was negative. Magnetic resonance imaging (T1, FLAIR, T2 weighted, T1
contrast, MRS) of brain demonstrated conglomerate peripheral enhacinig lesion in thalamic
region with mass effect on third ventricle, hypointese on T2W and lipid and lactate peak on
MRS consistent with tuberculoma (fig. 1 to 4) . She was treated with antitubercuar
quadritheapy with steroids. The parkinsonian symptoms gradually improved and at the end
of four weeks she was totally asymptomatic. She is on regular follow up. At present  she is
able to perform all her daily activities and look after her family independently.

DISCUSSION
Intracranial tuberculomas are one of the most common
extrapulmonary tuberculomas. Mycobacterium tuberculosis which
is causative agent for tuberculosis involves central nervous system
in two ways, first is  tubercular meningitis which is more common
than second form i.e tuberculomas. In developed nations CNS
tuberculomas is rare occurrence but in developing nations CNS
tuberculomas still constitute one-third of intracranial masses5-7.
Approximately 1% of tuberculosis patients develop CNS
tuberculoma8.

The manifestations of CNS tuberculomas depends upon location,
size of lesion, presence or absence of surrounding edema. Intracranial
hypertension and ophthalmologic symptoms are the most common

manifestation8. In our case patient presented with features suggestive
of parkinsonism, without any evidence of intracranial hypertension
or ophthlmological involvement. As per our knowledge CNS
tuberculomas presenting with parkinsonian feature has not been
reported earlier in literature. The mechanism behind the parkinsonian
feature may be due to direct invasion and mass effect over the  basal
ganglia region as in our case. The parkinsonian features due to similar
mass effect has been described in case of brain tumors involving
basal ganglia region9.

CONCLUSION
Our case report highlights that infectious aetiologies should be
considered in cases presenting with parkinsonism, as it is treatable
and completely reversible in tropical countries.
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Abstract :This is a report of a 43-year-old woman who presented with akinetic rigid type  of parkinsonism with gait disturbance,
and mask-like facies,  with thalamic tuberculoma. She had symmetric symptoms with postural instability without rest tremor.
This case highlights that infectious aetiologies should be  considered in cases presenting with parkinsonism, as it is treatable
and  completely reversible in tropical countries.
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Figure 1 & 2:  T1 contrast and T2 axial cuts
showing conglomerate enhancing lesion in
right thalamic region.

Figure 3:  showing MRS with
lipid, lactate peak

Figure 4:  showing typical parkinsonian facies.


