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[Abstract]  Alzheimer’s disease (AD) becomes a major disease affecting the elderly with high
prevalence. However, no disease-modifying therapies are currently available. AD has long been regarded
as a disease of brain itself, but recent studies found that systemic disorders are associated with risk for AD.
During the period of Twelfth Five-Year Plan for National Economic and Social Development, our team tried
to reveal the pathogenesis, targets, amyloid B-protein (AB) clearence pathway and drugs from both central
and peripheral approaches, and have discovered: 1) the ratio of p75 neurotrophin receptor (p75NTR) in the
brain of AD regulates the over-production and clearence of AP in sporadic AD. 2) Peripheral A is able to
enter brain, forms AD-type pathologies and induces neuronal deficits, revealing the peripheral mechanism of

AD. 3) The effectiveness and safety of brain A clearance by peripheral organs and tissues has been
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verified. Based on these findings, we proposed a systemic view of AD, to understand pathogenesis and
develop novel diagnostic methods and therapies from a systemic approach.
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HEFTPEAZ b A IR PR A MR 3R 1 9 e 7 22

PSP with predominant ocular motor dysfunction(PSP-OM )
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HBEFTHEAZ b P BRI ST M 28 3 i 7
PSP with postural instability( PSP-PI)
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PSP with corticobasal syndrome(PSP-CBS)
HEFT A A% P BRI I 2 35 % 9 7Y
PSP with predominant cerebellar ataxia( PSP-C)
BEAT AL b P IR T T B A
PSP with predominant speech or language disorder

(PSP-SL)
L5 fUING S B A transcranial sonography(TCS)
R0y ZUITE T ZLSE IR 1

disrupted in schizophrenia 1(DISC1)
BB 230 transmembrane protein 230( TMEM230)
Pk 1% diffusion tensor imaging(DTI)
B T 25 4 ROR B R

diffusion tensor tractography(DTT)
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Neuroprotection and Natural History in Parkinson’s Plus

Syndromes (NNIPPS) study
FEMIE ZEGAE  flail arm syndrome(FAS)
HEMBRZEGHAE  flail leg syndrome(FLS)
KB JIHE A1 dynamic-like protein 1(DLP1)
HILZ A 7 B N 1
granulocyte-colony stimulating factor(G-CSF)
Rt S 7 A LR
benign familial neonatal convulsion(BFNC)
iR "W H¥ phosphodiesterase( PDE)
Wi L ULEE 3-34 W phosphatidylinositol 3-kinase( PI3K)
W R T  thioflavin T(ThT)
B 5 /MK Lewy body(LB)
TP BER  chronic kidney disease( CKD)
TG e 3 W% B 1
enzyme-linked immunosorbent assay( ELISA)
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National Institute of Neurological Disorders and

Stroke-Society for Progressive Supranuclear Palsy

(NINDS-SPSP)
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National Institutes of Health Stroke Scale( NIHSS)



