2015 48 J1 ] P PR 2 2 August, 2015

%258 el CHINESE JOURNAL OF COMPARATIVE MEDICINE Vol. 25 No. 8

PR LR
§§ﬁs§m§
S =

A =

é Z?fl,JI_ %1,2,3,4

(1. HEER R ERERE LI E 2. T BFE BT O,
3. Jb AR EE R IE B 4. PRSP B T E S 9000, dbat 100053)

(FE] A RERAUARR VIR 5 I 32 1 40 A5 70 T R e 5 2 5, DA AR5 28 1 5040 R 40t o SR B A
P EEZEEAR TR IR SO R A —Fh LA S B 1 R B RRAE A il b 28 R G aR AT PR , A W AE LR bl
il PR P M ASBR G , A SCLA AR P AS FR 35T [ I3 X6 BRT 7% % 1A BR 95 B4 S T
[E$BR] BRGNS B TEMFEIK A
[HE4>ZES] R33 [ XEFRIZE] A [XEHS]1671-7856(2015) 08-0068-04
doi; 10.3969. j. issn. 1671. 7856. 2015. 008. 014

Research progress of the relationship between autophagy and
B-amyloid peptide in Alzheimer’s diseese

JIN he', WANG rong' >+
(1. Central Laboratory, Xuan Wu Hospital, Capital Medical University,
2. Center of Alzheimer’ s Disease, Beijing Institute for Brain Disorders
3. Key Laboratory for Neurodegenerative Disease of Ministry of Education,
4. Beijing Geriatric Medical Research Center, Beijing 10053, China)

[ Abstract] Autophagy is an important pathway in the body to remove damaged cell organelles and dysfunctional
proteins to maintain protein equilibrium and intracellular homeostasis by the lysosomal system. As a degenerative disease of
central nervous system, the main feature of Alzheimer’ s disease is abnormal protein aggregation. However, the role of
autophagy in the pathogenesis of Alzheimer’ s disease is not fully clear yet. The aim of this paper is to take B-amyloid

peptide as a starting point to explore the relationship between autophagy and B-amyloid peptide in the pathogenesis of

Alzheimer’ s disease.
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