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Effect of intermittent hypoxic intervention on neurological function recovery in cerebral ischemic rats

SU Yue',SHI Yu', JIANG Li-yang'?, HUANG Chuan', WAN Chun—xiao'

(1.Department of Rehabilitation Medicine,General Hospital, Tianjin Medical University, Tianjin 300052, China;2.Department of
Rehabilitation Medicine, Tianjin Haihe Hospital , Tianjin 300350, China)

Abstract Objective: To explore the neuroprotective effect and mechanism of intermittent hypoxia intervention after cerebral ischemia.

Methods: 8—week male Sprague-Dawley(SD) rats were randomly divided into sham operation group( SHAM , n=6 ) ,MCAO-Sedentary group
(MCAO-SED,n=7) and MCAO-Intermittent Hypoxia group (MCAO-IH,n=7). In MCAO-IH group,hypoxia was conducted 1 week after
operation and lasted for 4 weeks. The modified neurological severity score(mNSS) was performed weekly. After 4 weeks of intervention

MRI was used to detect cerebral infarct volume in rats; Western blotting was used to detect the expression of AMPK and PGC-1a in the per—
i~infarction region. Results: Compared with MCAO-SED group, MCAO-TH group performed the same mortality rate(14.29%, P>0.05) ,de—
creased mNSS score (P<0.05 ), decreased infarct volume (P<0.01),and increased the expression of AMPK and PGC—1a( Py<0.001,

Picc-14<0.05). Correlation analysis results showed that the expression of AMPK and PGC~1a in the peri-infarction region were significantly
negatively correlated with mNSS score( P<0.05 ). Conclusion : Intermittent hypoxia can increase the expression of AMPK and PGC~la in
brain tissue, thereby reducing the infarct volume and promoting the recovery of motor function after cerebral ischemia. It may play a neuro—
protective role by activating AMPK/PGC—1a signaling pathway.
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Fig4 MRI images of rats in each group after 4 weeks of intervention
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