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[ Abstract)

can affect many neurodegenerative diseases as well as neoplasms. In particular, Pinl has got a wide

Peptidyl-prolyl cis/trans isomerase (Pinl) has been identified as an important factor that

attention for its critical function in the occurence and development of Alzheimer’s disease (AD). It has
been found that Pinl can affect the incidence of AD by adjusting the phosphorylation of tau and
amyloid @ - protein precursor (APP), and interfering with the cell cycle. Although a lot of clinical data

suggest that Pinl is a neuroprotective factor, some scholars point out that Pinl may promote neuronal

Z5

A -

apoptosis, because of PINI gene polymorphism. In summary, Pinl may become a new target for the

treatment of AD, and has the potential to be a biomarker for the early diagnosis of AD.
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Bl JR ZUF R Alzheimer’s disease( AD)
BT I o 8 R R S A 22 22 86
Alzheimer-associated neuronal thread protein( AD7¢c-NTP)
JE AP carcinoembryonic antigen(CEA)
v-ZHE T  y-aminobutyric acid(GABA)
AP full width half maximum(FWHM)
M g g — A e e R R 4R
pyrrolidine dithiocarbamate(PDTC)
AW brachial plexus avulsion(BPA)
PRUELBEEUE  standard uptake value(SUV)

KEAKHEFZIK  epidermal growth factor receptor(EGFR)

WA Z i alanine aminotranferase( ALT)
Creutzfeldt-JakobJ%  Creutzfeldt-Jakob disease(CJD)
Pick i  Pick’s disease(PD)

Rosai-Dorfman i Rosai-Dorfman disease( RDD)

WIEHEM  vimentin(Vim)
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cerebral autosomal dominant arteriopathy with subcortical
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infarcts and leukoencephalopathy(CADASIL)
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high-sensitivity C-reactive protein(hs-CRP)
HHH M Nestin(Nes)
ST 4 1 5

City Category Verbal Fluency Test(CFT)
BEE WM repetition time(TR)
W HE RS MY Verbal Fluency Test(VET)
f ¥ ERRE i % adrenocorticotrophic hormone( ACTH)
KPR FEREfL  large artery atherosclerosis(LAA)
KWk middle cerebral artery(MCA)
KM s k1% middle cerebral artery occlusion(MCAO)
YUK T TH] (] R

spin-echo echo-planar imaging(SE-EP1)

HOE T A S HLMAZ B R
single photon emission computed tomography(SPECT)

AN E -1

monocyte chemoattractant protein-1(MCP-1)



