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Effect of hypobaric hypoxia postconditioning on neurological

function prognosis in traumatic brain injury rats
Tao Lei Mao Yan Zhang Guorong
(Air Force Clinical College of Anhui Medical University Beijing
Abstract Objective

tion prognosis in traumatic brain injury( TBI) rats. Methods

100142)

To investigate the effect of hypobaric hypoxia postconditioning( HHP) on neurological func—
48 adult male Wistar rats were randomly divided into
sham group(n =12) {pi group( n =18) and HHP group( n =18) . The rat model of TBI was made by the method of
fluid percussion injury( FPI) and rats in HHP group were submitted to HHP( 360 Torr 2 h 3 trails spaced at 24 h)
starting 3 h after FPI. The learning and memory abilitiy motor coordination anxiety and depressiondike behaviors
and surviving neurons of ipsilateral hippocampus were evaluated by Morris water maze( MWM) rotatord test open—
field test and hippocampus nissl stain respectly. Results Morris water maze: compared with sham and HHP group
learning and memory abilitiy of rats in fpi group were significantly decreased( ' =4.257 6 P <0.05) whereas no
difference was observed between sham and HHP group( P >0. 05) ; Rotatord test: compared with sham group motor
coordination of rats in HHP group were significantly decreased( F =4.335 P <0.05) whereas no difference was
observed between sham and fpi group( P > 0.05) ; Openield test: compared with sham group rats of fpi group
showed significant anxiety and depressionike behavioral changes whereas no difference was observed between
sham and HHP group; Nissl stain: No difference of surviving neurons of ipsilateral hippocampus CA1 and CA3 re—
gion was observed among three gourps at 3 d after FPI( P >0. 05) . There were significantly fewer surviving neurons
of ipsilateral hippocampus CAl and CA3 region in fpi group than sham and HHP group at 24 d after FPI( F =
46.758 5.486 P <0.05) . Conclusion TBI induces learning and memory impairment anxiety and depression-ike
behaviors and neurons death in hippocampus. HHP was first discovered having double effects on neurological func—
tion prognosis in TBI rats. On the one hand HHP can remove the impairment of learning and memory anxiety and
depressionike behaviors and neurons death in hippocampus; on the other hand HHP impairs motor coordination at
the same time.
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