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[Abstract] Objective To investigate the effect of PPAR-y agonist 15d-PGJ2 on the activation of micro-
glias and the apotosis of neurons after acute cerebral ischemia reperfusion in diabetic rats. Methods 80 adult
SD rats were randomly divided into four groups: (1)sham group; (2)normal blood glucose of cerebral ischemia
group; (3)diabetic cerebral ischemia group; (4)diabetic cerebral ischemia and 15d-PGJ2 intervention group.
Induce Diabetic with streptozotoci, use modified Zea-longa method to set up rat middle cerebral artery occlu-
sion model after successful preparing diabetic rats. The diabetic cerebral ischemia group and 15d-PG]J2 interven-
tion group received 15d-PGJ2 200 pgekg ' +d™ " intraperitoneal injection in 21 days,then set up middle cerebral
artery occlusion model with a modified Zea-longa method,3 hours after reperfusion 15d-PGJ2 400 pgekg™'+d™'
intraperitoneal injection was given, and 15d-PGJ2 200 pg/kg/d intraperitoneal injection was given in later 6
days. The rats were killed at 24 h,7day, and randomly divided into two groups:one group, the expression of
microglias and the content of TNF-q, IL-13 was detected with immunohistochemical method, another group,
apotosis of neurons was detected with TUNEL. Results Compare to the sham group, the positive area of

CD68. the content of TNF-q,IL-18, the apotosis ratio of neurons in the other three groups 24 hours and 7 days
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after reperfusion were higher. (P<C0. 05) ; the positive area of CD68, the content of TNF-q, IL-13, the apotosis

ratio of neurons in diabetic cerebral ischemia group in 24 hours and 7 days after reperfusion were higher than

that in normal blood glucose of cerebral ischemia group(P<C0. 05) ; the positive area of CD68, the content of

TNF-q, 118, the apotosis ratio of neurons in diabetic cerebral ischemia and 15d-PGJ2 intervention in 24 hours

and 7 days after reperfusion group were lower than that in diabetic cerebral ischemia group(P<C0. 05). Conclu-

sion Compare to normal blood glucose of cerebral ischemia group, the positive area of CD68, the content of

TNF-q, IL-1, the apotosis ratio of neurons in the diabetic cerebral ischemia group were higher, 15d-PGJ2 can

reduce activation of microglias, secretion of inflammatory cytokines and the ratio of neuron apotosis.
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