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Abstract

Peripheral neuropathy is a rare but recognized complication associated with certain medications, including isoniazid
(INH) used in tuberculosis (TB) treatment. We present the case of a 56-year-old male with a history of pulmonary TB
treated with a regimen including INH, who developed progressive tingling and numbness in his feet and hands. Clinical
examination and nerve conduction studies conyrmed a diagnosis of isoniazid-induced peripheral neuropathy. Prompt
cessation of INH and modiycation of TB therapy led to symptomatic improvement and stabilization of neuropathy. This
case underscores the importance of considering medication-related neuropathies in patients on anti-TB regimens and
the need for early recognition and management to prevent further neurological complications.
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Introduction

Peripheral neuropathy refers to a diverse group of disorders
characterized by damage to the peripheral nerves, resulting in sensory,
motor, or autonomic dysfunction. is condition can arise from a
multitude of causes, including metabolic, toxic, infectious, autoimmune,
hereditary, and iatrogenic factors. Clinically, peripheral neuropathy
manifests as pain, numbness, tingling, weakness, and impaired
coordination in the extremities, 0 en leading to signi cant morbidity
and reduced quality of life for a ected individuals [1]. One of the
challenges in managing peripheral neuropathy lies in its heterogeneous
etiology, making accurate diagnosis and targeted treatment essential.
Understanding the underlying mechanisms and risk factors associated
with di erent types of neuropathy is crucial for e ective management
strategies. Moreover, advancements in diagnostic techniques such
as nerve conduction studies, electromyography, genetic testing, and
imaging modalities have improved our ability to identify speci c
neuropathic conditions and tailor interventions accordingly [2].

In this paper, we explore the various etiologies, clinical
presentations, diagnostic approaches, and management strategies for
peripheral neuropathy. We delve into speci c case studies to illustrate
the diverse spectrum of neuropathic disorders encountered in clinical
practice, highlighting the importance of a comprehensive evaluation
and multidisciplinary approach in optimizing patient outcomes.
Additionally, we discuss emerging therapies, potential challenges
in neuropathy management, and avenues for future research to
enhance our understanding and therapeutic options for this complex
neurological condition [3].

Patient information:

Mr. Smith, a 56-year-old male, presented to the neurology clinic
with complaints of progressive tingling and numbness in his feet
and hands for the past 4 months. He was diagnosed with pulmonary
tuberculosis (TB) 6 months ago and started on a regimen including
isoniazid (INH), rifampicin, pyrazinamide, and ethambutol. His
medical history was otherwise unremarkable for any chronic diseases
predisposing to neuropathy. Upon examination, Mr. Smith exhibited
decreased sensation to light touch, pinprick, and vibration in a
stocking-glove distribution. Deep tendon re exes were diminished

in the lower extremities [4]. Muscle strength and coordination were chroni
consultation from the infectious disease team. Symptomatic treatment

for neuropathic pain, including gabapentin and physical therapy, was
initiated [6,7].
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