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Table 1 The catergories of protein kinases phosphatases in Tau phosphorylation
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1. Tau 2 BERGIAG

(1) PDPKs & H# M (proline-directed protein kinases)

GSK3 (glycogen synthase kinase-38); CDK1/5 (cyclin-dependent kinase-1/5);

MAPKs(mitogen-activated protein kinases); SAPKs (stress-activated protein kinases)
(2) 9E PDPKs %5 ¥4 (non-proline-directed protein kinases)
TTBK1/2(tau-tubulin kinase 1/2); CK1a/18/1¢/2 (casein kinase 1a/18/1£/2);

DYRK 1A ((dual-specificity tyrosine phosphorylation and regulated kinase 1A);

MARKSs (microtubule affinity-regulating kinases); PKA(Protein kinase A);

PKB/AKT (Protein Kinase B); PKC (Protein kinase C); PKN(protein kinase cAMP-dependent/B/C/N));
CaMK [ (Ca*/Cal-Modulin-dependent protein kinase [I)

(3) B IR e (¥ 2 1 Vi
SFKs (Src family kinases); c-Abl kinase

2. Tau 5 1 2% W% Ny

PP2A (protein phosphatase-2A); PP5 (protein phosphatase-5)

FULR. T o B T 2Tk R
W AR MR SRR, e

Fig. 1 Inducing factors of Tau hyperphosphorylation
and dysfunction
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Endogenous and Exogenous Factors in Hyperphosphorylation
of Tau in Alzheimer’s Disease”

WEI Yan", MIAO Jun-Ye"?, LIU Ying"™
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Abstract Neurofibrillary tangles (NFTs) are regarded as one of the major pathological features of Alzheimer's
disease, and are composed of misfolded and aggreagted Tau protein with hyperphosphorylation. But the
mechanism of Tau hyperphosphorylation still remains to be clarified. This review summarized the roles of
endogenous and exogenous factors in the induction of Tau hyperphosphorylation. The level of some factors and the

hyperphosphorylation of Tau could be used as biomarkers for the early processing of AD.
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