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Progress of Tau and its abnormal phosphorylation in amyotrophic lateral sclerosis
WU Hong-chen,HU Jun (Department of Neurology, First Hospital Affiliated to Army Medical University , Chongqing 400038 , China)
Abstract: Objective  Amyotrophic lateral sclerosis( ALS) is a motor neuron disease characterized by the death of motor neurons in the
anterior horn of the spinal cord and cerebral cortex. The clinical features were upper and lower motor neuron damage symptoms. Tau protein is
an important microtubule-associated protein in the brain,and its abnormal phosphorylation plays an important role in neurodegenerative disea-
ses. Hyperphosphorylation of Tau protein not only affects the binding ability of Tau protein to microtubules,but also affects the binding ability
of other microtubule collecting proteins to microtubules. It will lead to pathological changes of neurons and cortical axons and eventually neu-
ron degeneration. Some studies suggestted that Tau hyperphosphorylation may play a key role in the pathogenesis of amyotrophic lateral sclero-
sis. Further study on the relative function and regulation mechanism of Tau protein may provide a new theoretical basis for the pathogenesis of
ALS and provide a new target for the treatment of the disease.
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