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[ Abstract] Amyotrophic lateral sclerosis (ALS) is a fatal neurodegenerative disease that causes

progressive degeneration of motor neurons, eventually leading to death. Natural antioxidants have been shown

to protect neurons by reducing oxidative stress and damage in various cell cultures and animal models. In this

paper, the therapeutic benefits of natural antioxidants in ALS are reviewed.
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ALS g L e sl 5 | B2 DG , PR TE R M ALS
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BEPVRTE RIRE T BEAh, ZERER I B2 fif sl
Je it FH AR B CRR 2 BB 3B sl R R YT fe/ IR
HOHEIR T 99 1) A, I 3 R B AR B L A R T
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