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Protective effects of different preconditioning methods on infarct volume after per-

manent middle cerebral artery occlusion in rabbits
DENG Cong-ying, ZHANG Li-jun, LI Fei, ZHU Gang, LIN Jiang-kai, WANG Xian-rong, FENG Hua ( Department of
Neuarosurgery , Southwest Hospital, Third Military Medical University, Chongging 400038, China)

Abstract: Objective To observe the effects of hyperbaric oxygen preconditioning ( HBOP) and hypobar-
ic hypoxia preconditioning ( HHP) on the infarct volume after permanent middle cerebral artery occlusion
( MCAO) in rabbits and investigate the neuroprotective effects of the 2 preconditioning methods. Methods
Totally 72 male rabbits were randomly and equally divided into 3 groups, simple MCAO group, HBOP + MCAO
group and HHP + MCAO group. The improved Bederson method was used to establish rabbits permanent MCAQ
model. The neurological deficits, pathological changes and infarct volumes were detected at 1, 3, 10 and 20 d
after permanent MCAO. Results Compared with simple MCAO group, the score of neurological deficits was
reduced significantly in HBOP group and HHP group at every time points after permanent MCAO (P <0.05).
In the simple MCAO group, the score were (3.91 +0.14), (3.42 +0.47), (2.03 £0.56) and (1.97 +
0. 35) respectively, but for the HBOP and HHP groups, the scores were (3.58 £0.27) and (3.47 £0.46) ,
(2.85+0.69) and (2.78 £0.70), (1.63 +0.81) and (1.59 +£1.02), and (1.55+1.12) and (1.41 +
0.82) respectively. The infarct volumes were (332.0 +17.6) and (324.2 +15.4), (202.2 +12.2) and
(208.1+12.1), and (195.3 £14.3) and (201.9 £9.9) in HBOP group and HHP group at 3, 10, 20 d af-
ter permanent MCAO, which was significantly lower than simple MCAO group. Conclusion HBOP and HHP
can improve neurological deficits and reduce infarct volume in rabbits after permanent MCAO.,
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