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Advances in microtubule-associated proteins tau protein and tauopathy
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Abstract: Tau protein is a main member of microtubule-associated proteins, hyperphosphorylation of tau is associated with many
central nervous system diseases, such as Alzeimer's disease, epilepsy, frontal-temporal dementia, corticobasal degeneration,
progressive supranuclear palsy, prion diseases and so on. Tauopathies are age-related neurodegenerative diseases that are
characterized by the presence of aggregates of abnormally phosphorylated tau. Tauopathies can be classified into 6 isoforms
according to the alternative splicing of MAPT. Exons 9, 10, 11, and 12 each encodes a microtubule binding motif. Isoforms that
include exon 10 are commonly referred to as four-repeat or 4R tau isoforms while those that exclude exon 10 are referred to as three-
repeat or 3R tau isoforms. 3R tau predominates in Pick's disease (PiD), whereas 4R tau predominates in corticobasal degeneration
(CBD) and progressive supranuclear palsy (PSP). Depending upon the specific mutation in MAPT, familial FTLD-tau have
3R, 4R or a combination of 3R and 4R tau. This article provides an overview of tau structure, functions, and its involvement in
neurodegenerative diseases.
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PRAEA [R50 vh R AE B RN 28 AN TR] - AD v 6 1 Tau 25 111
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Tau £ FHAT TS UM N A0 R S8 M2 40

ERER . S 5M5A KA ol B e, I
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1.2 TauFBABIPFE BN Tao BA IS HERILEN, H
HREMCH TRERR AL IR Ty, UM (L RE BE o 25 LM A 1
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Cde2 55 I . 2000 ]300 28 1 MO PE JBc Cks L RS
7 3 o (elycogen synthase kinase 3, GSK3 ). #EJF A L
7 3 B (elycogen synthase kinase 3B, GSK3B). 5 i
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T Tau 85 1A BRI AL AP A, 2 2L 5 GSK3 B A F Wit
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SrItK. LECIDEIZW, FREOINBUR R DWTHY SUEYE
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