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Effects of endotoxin preconditioning on endogenous IL-1 receptor antagonist in rat hip-

pocampus after global brain ischemia

XIANG Qiﬂngl » WEN Liangl , CHU Jun', GAO Qia.ng—guuz , LIU Ming—hua' (Intensive Care Unil, Emergency Department, Southwest

Hospital, Third Military Medical University, Chonggqing 400038, China)

Abstract: Objective

ocampus after global brain ischemic reperfusion. Methods

To investigate the effects of endotoxin preconditioning on endogenous I1-1Ra in rat hipp-

Global ischemia for 20 min by four-vessel oeclusion

model (4-vo) was used. The dynamic changes of IL-1Ra content, expression, and neuron density of the hippocampal

.CA1l region were observed. Results The expression and content of 1L-1Ra in rat hippocampus increased significant-

ly after endotoxin preconditioning, and the ischemic neuron number in rat hippocampus decreased, too. Conclusion

Endotoxin preconditioning can protect the brain from subsequent ischemic insult. The increase of endogenous IL-

IRa may be related to the protective mechanism.
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Tab 1 Changes of IL-1Ra expression in the hippocampus after cerebral ischemic reperfusion (x +5)
After the period of global ischemia for 20 min
Group n I1-1Ra
4 h 12°h 24 h 48 h 72h 120 h 168 h

Control 10 0 - - - = - -
Ischemia 70 - 0 0 0 0 1.24+0.12™ 2.4710.17
Preconditioning 70 - 0 0 0.98£0, 11 2.23+0.28"°" 5,18+0.61 """  3,97+0,51 7% 2.64+0.17"

% 3 P<0.01, ps control; &5 P<0.01, v ischemia
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Tab 2 Changes of IL-1Re content in the hippocampus after cerebral ischemic reperfusion (x * s, ng/ml)

After the period of global ischemia lor 20 min

Group n [1-1Ra :
4h 12h 24 h 48 h 72 h 120 h 168 h
Control 10 0 - “ - = = = 2=
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Tab 3 Changes of neuron density in CAl region after cerebral isch-
emic reperfusion (¥ + §)

Croup n Neuron density(mm ') Ischemic neuron number
Caontrol 10 27.5+16.2 0

Ischemia 70 120.3+£11.9* 79.5+18.7%
Preconditioning 70 213.8+ 13.6°" 12,104,954

#% 1 R<0.01, vs control; A48 P<0.01, »s ischemia
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