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Role of cell autophagy in treatment of Alzheimer’s disease
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[ Abstract ]  Objective  Alzheimer’ s disease (AD) is a brain neural degenerative disease characterized by progressive
cognitive and memory impairment. The pathogenesis of Alzheimer’s disease remains unclear and there has been no effective
treatment up to now. Autophagy plays an important role in clearing abnormally accumulated proteins and damaged organelles

and in maintaining intracellular homeostasis and cell metabolism. This paper reviewed the role of autophagy in treatment of

Alzheimer’s disease, hoping to provide reference for discovering new treatment target for Alzheimer’s disease.

[Key words] Alzheimer disease; autophagy; amyloid -protein

Bl /R 7% 1 BR R (Alzheimer’ s disease, AD) # -
FH 8 [ A RE S b 225 B2 BE I Allois Alzheimer
7E 1906 4EdRIC %, Z 5 IF M & Fin 4. J8 T
— TS G B T NS R R AT PR TR AR 2 R IR AT M
o IR IRFR I R I R As R i L R =S [
FREP T AT T BE R 5 DL B A A% FIAT Ry ok AR A 4
TOVERIR . R AR DA HIRE ) A0 B 1A ) e ) AL AR
JEA3 B 4 AN I 3BT 2 8 E AL A b L i
AD SEr AR A i i LA 2R AT MR R Z —
RN B AE E N AN R B AE E
e, WIERIA N TERACH BERE, AD B35 5 24
N E B HRIEAWT 5 AD R 21 tH2e gl A

[WfE#A] 2015-04-10
[E€mB]

[(#ZHE] 2015-05-31

[Acad ] Sec Mil Med Univ,2016,37(1):77-82]

Ry B R Z . EHET. AD [ R e K
TBILA 18 AN 52 i A8 » Fo IR A e 5 A% 2
FENRES R R PR IR SR I S IR A G
PR S 2E—2 1 i AD (189995 IR R 2L, 24k 252 3 4R IR
HBTRBG AD B 2544752 T WETETT 1) X BT
Mo (EBFEZ T R AT HEA I L

1 AD By &&wHLH
AD S5 PR 322 FRAS AL Ry K R o 3 ik
Z246 (LA S U HTRE S R 5 DX Ja v =5 K RH o7 Jz Jo 350

REICTI I 2 4™ K JRTA) A B o o A Al 28 X Sl
22U 225 fil W) 0k /D BT 2K o 28 00 PN UKL 25

E XK H ARl 254 (81402819, 81373327), [Tl A SR Bl 243 4 (13ZR1408500) , i Ji5 Bh35 T AR 3 3 4 1w _E 900 H (1472]202-3).

Supported by National Natural Science Foundation of China (81402819, 81373327) , Natural Science Foundation of Shanghai (13ZR1408500)

and Program of Health Department of PLLA General Logistics Department (147]J202-3).
[EEEA] AR 9 ZEBE K22l 2010 % 5. E-mail: 237942100@qq. com
“ W {E/E# (Corresponding author). Tel: 021-31162309, E-mail: fucaofan@163. com



0780

BTEEIFR 2016 4R 1L H 3T

WA, AD B WRRE PR BECE B VE AL IR
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