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            Abstract
Amyotrophic lateral sclerosis (ALS), also known as motor neuron disease, is characterized by the degeneration of both upper and lower motor neurons, which leads to muscle weakness and eventual paralysis. Until recently, ALS was classified primarily within the neuromuscular domain, although new imaging and neuropathological data have indicated the involvement of the non-motor neuraxis in disease pathology. In most patients, the mechanisms underlying the development of ALS are poorly understood, although a subset of patients have familial disease and harbour mutations in genes that have various roles in neuronal function. Two possible disease-modifying therapies that can slow disease progression are available for ALS, but patient management is largely mediated by symptomatic therapies, such as the use of muscle relaxants for spasticity and speech therapy for dysarthria.
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                    Figure 1: Clinical manifestations of ALS.[image: ]


Figure 2: Histopathology of ALS.[image: ]


Figure 3: Pathophysiology of ALS.[image: ]


Figure 4: Staging systems for ALS.[image: ]


Figure 5: Factors affecting QOL in patients with ALS.[image: ]
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