BRERKZEZER 2021 £5 46 5 11 # ( Journal of Chongging Medical University 2021.Vol.46 No.11 )

— 1399 —

PAJNBRERT 15 VR 2 D b A 5K AR E 5T

WU PE I 22 2 ) DA SN ) frE R
Ve DL WEC ik

FEEL LB H

(1. KM R =R BEZAERL, R 4040005
2. WIRERRAMR S —ERe B4R, K 400016)

DOLI: 10.13406/j.cnki.cyxb.002926

(# = HIRE D REISGE AT i W R G AL 23 U, HOR R MLITE I AR KA B )2 F5E A SO i P i 22 3
GRS I TT BTN Al 2 T A 50 2 R LS5 A S 1 A XA K D RE B S M L R T4

[ 5838 14 ; AN T REIAE ; 4t R GE s s L b
[ E5ZES]R749.16

[ AR ERG ]A

[ ¥r#5 B H#A )2021-07-05

Progress of the mechanism of aging patterns neurological changes
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[Abstract]The cognitive decline caused by aging can cause a heavy social burden,and its pathogenesis has been studied widely in

recent years. In this paper,we review the metabolism of the nervous system,aging of neurons,glial cells,neural stem cells, changes of

components related to the blood—brain barrier,and their effects on cognitive function during aging.
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