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New Progress of the Treatment on Amyotrophic Lateral Sclerosis

KEY WORDS amyotrophic lateral sclerosis; clinical research; treatment progress

ABSTRACT Amyotrophic lateral sclerosis (ALS) is a progressive, paralytic disorder characterized by
degeneration of motor neurons in the brain and spinal cord. There is not yet any treatment that can make
ALS patients have substantial benefits. The main point of ALS patient management is to do symptom
intervention early, including nutritional support, prevention of mistaken aspiration, and respiratory support.
With the new technology progress in genetics and pharmacology, some innovative treatment methods have
entered into preclinical and clinical research. The drug treatment, the symptoms intervention, and the new

treatment methods of ALS were reviewed.
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