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T H MK K FFIEH TDP-433E K DL & 4%
ALSTRITYER]. TDP-43%84 iz ZALRHEZ SALS
IR ZHLTALS B35 10 T B BRARRAE , HAE M 25T
RIHTHE s B R KT 5.
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I AR ISR T DAA AR B4 i R T ALS 1)
e - 43 1& 1E &= & (ALS functional rating scale
revised, ALSFRS-R) PF-43 Ffiti TG it , A 108 5| A&
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Abstract: Amyotrophic lateral sclerosis (ALS), also known as Lou Gehrig’s disease, is a devastat-
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ing neurodegenerative disease characterized by progressive death of motor neurons in the cortex and spi-
nal cord. Patients usually die from respiratory paralysis in 3—5 years since the time of diagnosis. Edara-
vone, the second drug after riluzole, was newly approved by U. S. Federal Food and Drug
Administration as a new drug for ALS in May 2017, which provided a novel approach to the disease. In
this article, we reviewed some novel ALS treatments, including recent efforts in researches of drug
discovery from excitotoxicity, oxidative stress, mitochondrial dysfunction, mutant genes, abnormal protein
aggregation and neurotrophic factor deficit. We proposed that tyrosine kinases, skeletal troponin complex,
sigma 1 receptor, TDP-43 and C9ORF72 be used as new targets so as to develop new strategies for
future advancement.
Key words: amyotrophic lateral sclerosis; drug target; drug therapy
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