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[ Abstract] The functional stability of many signal transduction pathways is the biological basis for
maintaining normal cognitive function. Ubiquitin proteasome pathway (UPP) dysfunction will lead to protein
degradation disorder, neuronal stability distruction, and neuronal degeneration and necrosis. In this paper, the

mechanism of UPP in cognitive impairment is illustrated, through introducing the relationship between the key
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molecules in synaptic plasticity and UPP.
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FE SRR IE R NI B A= 2 A, Gz &% - SR i
&8 %(ubiquitin-prﬂteasome pathway, UPP). i FL3h
)5 WA B 2 2 [ (mammalian target of rapamycin,
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A AR Th XA 22 RGE R S ] 8 . S ]
IVERYHRA B A S R 5N HIT RE 2 UIAH DG
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1.PKA 55 UPP: PKA ¥ 75 # 22 0 Y 2 M 5K ik 3)
RE, CUAG P 22 e Ay P | A s i 2 L BT

FLG SRR M n] 30 . (5 55 30 F cAMP K6
P PKA H R A P 35 C RS 95 30 366 R AA
LA cAMP /K THE I, cAMP 5 PKA Y R 7 &
G, RN EEMS AR, RS RT3 C
FEE AL R Y . ¥ PKA IO T 3L C B AR
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ZIH) G il e Ab A 280 B B . A S e e
55t (long-term facilitation, LTF) A= B AL A9 5T 26
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2. %% 5 K 7 5 UPP: cAMP 2 v Je /445 6 5 M

(cAMP-response element binding protein, CREB) 244 5%
iR B R T, CREB 2 4% CREB1a
SR A CREBLb FHiE Y . B iiis i AR T K
HAZE fb AR AL FNTEAZTE B 23 F-FRAE , 2K 1 28 fil
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Ry e 1 37 0 T 4 28 00 B AT 1 R Ui
M P AR SR TTH, BB Y CREB1b @ it
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(PKC) B , T80z R CREB [RS8 . L,
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3. il 5 BB Y TS UPP: A2 KR B FE 4R
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FEVH T ST RE A 225 T , IAnAE TS IR ATk d
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