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An unusual cause of reversible parkinsonism

Sir,

A 57-year-old male known case of diabetic nephropathy since
4 years recently started on biweekly hemodialysis presented
with subacute onset of difficulty in walking and slowness
in daily activities of 3 months duration. Gradually, the gait
disturbance progressed to the extent that he became dependent
for his daily chores. There was no fever, headache, vomiting,
focal neurological deficit, cognitive decline, or seizures.
There was no history of hypotension during hemodialysis
or rapid correction of hyponatremia or hypernatremia. On
neurological examination, he had flapping tremors but was
oriented to time, place, and person. He had mask-like faces,
slow hypophonic speech, and symmetrical bradykinesia. Gait
examination revealed slow, short steppage gait with stooped
posture, bilaterally decreased arm swing with difficulty in
initiation and en bloc turning with intermittent episodes of
freezing of gait [Video 1]. Rest of the neurological and systemic
examination was normal, except for the presence of diabetic
peripheral neuropathy.

Investigations showed fasting blood glucose of 110 mg/dl,
elevated creatinine (8.9 mg/dl) with severe metabolic acidosis,
and normal sodium and potassium levels. Magnetic resonance
imaging (MRI) of the brain revealed diffuse edematous
symmetrical T2 and fluid-attenuated inversion recovery
hyperintensities in bilateral caudate and lentiform nuclei with
mild diffusion restriction [Figure 1a and b]. Cerebrospinal
fluid analysis was normal. He was started on levodopa
without much improvement. The patient was subjected to
daily hemodialysis, following which there was significant
improvement in his symptoms. His speech and speed of
walking improved markedly and episodes of freezing almost
disappeared [Video 2]. Repeat MRI of the brain 1%2 month later
demonstrated marked diminution in bilateral basal ganglia
hyperintensities [Figure 1c and d].

Bilateral basal ganglia lesions resulting in parkinsonian
syndromes are rarely reported in patients with end-stage
renal failure.'? We report a patient of chronic renal failure
who presented with subacute parkinsonism which gradually

improved with improvement in renal functions. This suggests
uremia with metabolic acidosis itself contributed to pathology
in basal ganglia. Increased levels of uremic toxins inflict
toxic metabolic injury to basal ganglia already damaged by
microangiopathic changes as a result of long-standing diabetes
mellitus. Some authors report increased cerebral blood flow
in bilateral basal ganglia on SPECT images, thus implicating

Figure 1: (a and b) T2-weighted and fluid-attenuated inversion
recovery images showing bilateral symmetrical hyperintensities
and swelling of basal ganglia. (¢ and d) Follow-up magnetic
resonance imaging with T2-weighted and fluid-attenuated
inversion recovery images showingresolution of hyperintensities
in basal ganglia
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vasogenic edema as the pathophysiologic correlate, while
others have postulated cytotoxic edema as the cause based on
diffusion restriction on MRL?2?!

Acute to subacute parkinsonism is rarely reported in uremia
and is usually reversible with aggressive management of renal
dysfunction.

Financial support and sponsorship
Nil.

Conflicts of interest
There are no conflicts of interest.

Sahil Mehta, Amith Kumar, Aastha Takkar,
Manoj Kumar Goyal, Vivek Lal

Department of Neurology, Post Graduate Institute of
Medical Education and Research,
Chandigarh, India

For correspondence: Dr. Sahil Mehta,
Department of Neurology,

Post Graduate Institute of Medical
Education and Research,
Chandigarh - 134 116, India.

E-mail: mehtasahilpgi@gmail.com

References

1. Wang HC, Brown P, Lees AJ. Acute movement disorders with
bilateral basal ganglia lesions in uremia. Mov Disord 1998;13:952-7.

2. Lee PH, Shin DH, Kim JW, Song YS, Kim HS. Parkinsonism
with basal ganglia lesions in a patient with uremia: Evidence of
vasogenic edema. Parkinsonism Relat Disord 2006;12:93-6.

3. Kim TK, Seo SI, Kim JH, Lee NJ, Seol HY. Diffusion-weighted

magnetic resonance imaging in the syndrome of acute
bilateral basal ganglia lesions in diabetic uremia. Mov Disord
2006;21:1267-70.

This is an open access article distributed under the terms of the
Creative Commons Attribution-NonCommercial-ShareAlike 3.0
License, which allows others to remix, tweak, and build upon the
work non-commercially, as long as the author is credited and the
new creations are licensed under the identical terms.

Quick Response Code: Website:

www.annalsofian.org

DOI:
10.4103/0972-2327.194315

How to cite this article: Mehta S, Kumar A, Takkar A, Goyal MK,
Lal V. An unusual cause of reversible parkinsonism. Ann Indian
Acad Neurol 2017;20:82-3.

Received: 12-08-16, Revised: 16-08-16, Accepted: 11-10-16
© 2006 - 2016 Annals of Indian Academy of Neurology | Published by Wolters Kluwer - Medknow

Annals of Indian Academy of Neurology, Volume 20, Issue 1, January-March 2017



