Z # B %5 Anhui Medical and Pharmaceutical Journal 2018 Feb,22(2) - 215 -

R IR LAY -3 W lR e/ AKT/ ey W1 22 4 B O 15 5 i i
Z: oA ph e 4 1 PR 5 18 S A 5 30 e

I =Y)
(ELEFHRMEERAYZNA, w0 L 563003)

HZE o A 22 0 X 25 A0 £ BT 32 22 , 1000 JE M A S IR X . PR L P o 2 DR i i 22 1A BE ) O MR YT K
B o WENGMEALEE-3 BRI AKT/ 3 % 3K L8 1 (PI3K/AKT/mTOR ) {5 5308 % 2 141 75 240 M J) 39 194 e 2230 3, A 240 M 94 4
A oA R R L IR AT R 2 B A d S PI3K/AKT/mTOR {553 % n jdi /D 22 40 st 1, fle itk i 2242
5o ZICK PIBK/AKT/mTOR {5538 B A5 AR 22451 0 G 37 VR T B S BILR) J ] BEXUBR A — 2534, #8904 PI3BK/AKT/mTOR
i A AT AR R

KRR X R R 1000 5 DRAR E AL -3 WA AKTT S A5 2 S0 AR o

doi:10.3969/]. issn. 1009 —6469.2018. 02. 006

Progress in the study of the PI3K/AKT/mTOR signaling pathway

regulates central nervous damage protection and repair
KUANG Wei, YU Changyin
( Department of Neurology ,Affiliated Hospital of Zunyi Medical College , Zunyi, Guizhou 563003, China)

Abstract: The central nerve cells are difficult to tolerate of various kinds of damage,and difficult repair after injury. Therefore, it is cru-
cial to promote neural regeneration to nerve protection. The PI3K/AKT/mTOR pathway is an intracellular signaling pathway important
in regulating the cell cycle. It plays a central role in cell proliferation, growth and differentiation. The activation of the PI3K/AKT/
mTOR signaling pathway can reduce the death of nerve cells and promote nerve repairduring nerve damage. This paper reviewed PI3K/

AKT/mTOR signaling pathway in central nervous damage protection,repair mechanisms and possible risksas to exploreuse. The PI3K/

AKT/mTOR signaling pathway as a target treatment of central nervous disease.
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