FRES 2021 8 A% 50 5% 16 A 2839

s
. éa‘: JZ'S * doi:10. 3969/j. issn. 1671-8348. 2021. 16. 030
WM& E % https://kns. cnki. net/kems/detail/50. 1097, R. 20210429, 1444, 013. htm1(2021-04-29)

B 1% 5k M iR T BE W 1 2 8 e 3 4 B B IR BB 3T i

X #L.iE RS ReEH mR . F O ECFR
(1. FMERKXFAR AR, KM\ 550025;2. %M B AR ERAZ I, M 550002;

3. M B AR ERREA, ST 550002)

(HE] AABURRBETEREL(SAH)Z A ZIHELER. AASRLERSRAER, M H oG T
BMEHG(EBDR Y aAENEEZRAEX—, RRBIHH FRAAMNBFRET —Z 72,12 SAH & E4
ZHRGRENRIEE, AERA - AFNBEANE AR ZUA AL EAAASEESAH B EBl ¥R 5T 2
YR, B AR BLALES 3 M B/ B QM B/EME X EY (PI3K/Akt/mTOR) IR 3 B /& 1L % & # 8
(AMP)K/mTOR % 12 5 i 3% 47 %) #¥ 22 40 6 8 = , 42 3t A4k Huh) leiﬂﬂfﬁa A X SAH 9 5% 22 & 52 U ) Fo

B4 TR AT A A B h SAH B AR R Al R 9T F FRBIRBEARE
[E8RE] S®RETEL O BRG; %254 FE8%
[hEES>ZES] R651.14+5 [xmkdriRaD] A [XEHS] 1671-8348(2021)16-2839-05

Research progress of autophagy in early brain injury of

spontaneous subarachnoid hemorrhage
MI Yang'.TAN Ying® . ZHANG Jigin’ .YIN Hao'"

(1. Graduate School ,Guizhou Medical University ,Guiyang ,Guizhou 550025,China ;2. Department of
Neurosurgery sGuizhou Provincial People’s Hospital ,Guiyang Guizhou 550002,China ;3. Department
of Anesthesiology sGuizhou Provincial People’s Hospital sGuiyang sGuizhou 550002 ,China)

[Abstract] Spontaneous subarachnoid hemorrhage (SAH) is a common neurosurgical disease with high
mortality rate and disability rate. Early brain injury (EBID) after SAH is one of the important factors affecting
the prognosis. Although some curative effects have been achieved through drugs, surgery and interventional
therapy,the recovery of neurological function in SAH patients is still not ideal. Autophagy is a mechanism of
maintaining homeostasis. More and more studies have shown that autophagy plays an important role in EBI af-
ter SAH, and inhibits neuronal apoptosis through phosphatidylinositol 3 kinase/protein kinase B/rapamycin
target protein (PI3K/Akt/mTOR) ,adenosine monophosphate activated protein kinase (AMP)K/mTOR and
other signaling pathways,but the specific mechanism is not clear. This article reviewed the pathophysiological
mechanism and autophagy signaling pathway of SAH in order to provide references for the research and devel-
opment of SAH drugs and clinical treatment scheme selection.
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