BERERKZFIR 2021 £5 46 55 5 #5 ( Journal of Chongging Medical University 2021.Vol.46 No.5 ) — 529 —

MR
o L S0 PPAR—yF AR PR 158 13 (4 363 7 I AELE o8 30E Jié

* fF L EWERARES
(1. SENERFREAIG R BE 2B M 550004 ;2. S BERI 2R EE e 222k 5tM 550004 )

DOI:10.13406/j.cnki.cyxbh.002538

(3 Z s ok AR BN BRI, PR 2T A R ™ 5 R ) el S | SR SR B e R AR ) R e - S50 R PRI A3473 o
T ST W T B W T 52 AR~y (peroxisome proliferator—activated receptor—gamma, PPAR—y) 7E P Y VE LI 7 bk R A b K L &
YER, B0E PPAR—y JG ANMUAEDT AT T TR AT AR A 3 6 W Bt B ek )y 18 & 45 T, BRI IGE PPAR—y T g2
VAT L IS 2 R PE RS (1 — SV AR

(SRS IA |10 L1 0L 5 20 i PR A 475 5 3ok A A A R B S B2 VA —y s /NS B M A 5 T T R 32 A

[FE4SZES]R574.2 [ SCHEkFRERD A (Y7 B HA)2019-11-24

Research progress on therapeutic value of activating peroxisome proliferator—
activated receptor-gamma on secondary brain injury after intracerebral

hemorrhage
Wu Qian’,Wang Likun?, Wu Guofeng’
(1. College of Clinical Medicine ,Guizhou Medical University;2. Department of Emergency Neurology,
The Affiliated Hospital of Guizhou Medical University)
[ Abstract]Oxidative reaction,inflammatory action,and mitochondrial dysfunction caused by erythrocyte lysates will lead to secondary
brain injury within hours to days of cerebral hemorrhage. It has been found recently that peroxisome proliferator—activated receptor—
gamma (PPAR—vy) plays multiple roles in endogenous hematoma clearance systems. When PPAR —y is activated, it not only plays a
role in anti—inflammatory and anti—oxidation,but also mediates the role of phagocytic cells in clearing hematoma to protect neurons.
Therefore , PPAR—y may be a potential target for the treatment of secondary brain injury after intracerebral hemorrhage.
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