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Abstract

Amyotrophic lateral sclerosis (ALS) is a fatal motor neuron disease characterized by degenerative
changes in both upper and lower motor neurons. Although ALS is believed to have a large genetic factors
and many cellular processes that develop ALS, the critical factor in the disease remain unknown. We outline
recent findings regarding ALS pathogenesis in this review.
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LBFEDO—DOTHAH. BEFEYOMIBEIZIIC
HFAEL, HAIPILIC X BBIEA b L A 28K &
5. 16307 I 754, WAL
BLOHSA v 2o TRELRRE BNAKE
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1. RNARHIES
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BEERABERE T VY NA < —FBZRAGE,
UF VN BB, =%V Ui EDNL
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Lo F—r 77 Y-k, BICAERT 2EA
RHME N E DS RE ) A4 2 VICEE$ 5
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LCWaIRE, &A2 ) 7T v AEEORE
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