+ EEEE X AP XU T P YR RIPIER IR R
XMWY Rwedi L, G 2, IS8 2L P ER KRR R, K5 0300015 2. A7 AL B B 2 L EE S P BRERL, LB 100700)

WE: oF KL — A a3 s fo sk o EHAG ) T2 REIG AR, CALHFBRRATHEZRRAZ—, TAAREH
PEORPE AN RERF, R, B TRAEREPREL Y LR HEETAR, LEZ4ASARLEF R
MEE, EFER, OHLARAEAND ZABASREEAGANA RS b R EH AP 2R TFRET —F#HE%, £ Xus:
AR, CRBETAERRAN, AT, WHKERAE, AT R ERAE. SRR A2 S R L E
AP ZARIPAE R o P It FUEE AR B B e - B AR DE RS P 69 W6 R T BAR 2R AR R AR A ALR AT 4RE, B A AL AR
i o R A AR P 0 E AR

I L AR bk, T BAE; AEEY

FESES: RIT7I XRAFRARRD: A XEHRS: 1007-7693(2020)10-1265-04

DOI: 10.13748/j.cnki.issn1007-7693.2020.10.021

SIAARST: M N, wwehi, Lw, F. L ABER T RERD PG LEPERFRIERET. FEIAK LB, 2020
37(10): 1265-1268.

Research Progress on Neuroprotective Effect of Sevoflurane Against Cerebral Ischemic Stroke

LIU Beibei!, LIN Xiaowan', MA Li2, GUO Wenzhi"(1.Department of Anesthesiology, Shanxi Medical University, Taiyuan
030001,China; 2.Department of Anesthesiology, Seventh Medical Center of PLA General Hospital, Beijing 100070, China)

ABSTRACT: Stroke is a disease characterized by brain ischemia and hemorrhagic injury. It is one of the leading causes of
global death and can cause severe long-term disability and cognitive dysfunction in patients. However, the effective protective
measures currently available for patients with stroke are very limited, especially for perioperative patients. In recent years, the
involvement of various inhaled anesthetics, including sevoflurane, has opened a new path for neuroprotection in patients with
cerebral ischemic stroke. In cerebral ischemic injury, sevoflurane can play a neuroprotective role, such as anti-oxidation,
anti-inflammatory, anti-apoptosis, regulation of cerebral blood flow and substance metabolism, maintenance of blood-brain
barrier and neural remodeling. This article reviews the clinical application and neuroprotective mechanisms of sevoflurane in
cerebral ischemia-reperfusion injury, which aims to elucidate the important role of sevoflurane in the neuroprotection of stroke.
KEYWORDS: sevoflurane; cerebral ischemia; preconditioning; postconditioning; neuroprotection
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