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Effects of PTS on Nogo-A mRNA and Protein Expression in Brain
Tissue of Rats with Focal Cerebral Ischemia-Reperfusion
in Different Recovery Periods

ZHANG Li-jun BAI Yu

HOU Yu-qing CHENG Ji-wei

LU Yun-ju ZHANG Xi-hua

Department of Neurology, Putuo Hospital Affiliated to Shanghai University of Traditional Chinese Medicine
ABSTRACT Objective:To investigate the dynamic changes in Nogo-A mRNA and protein expression In brain tissue of rats with
focal cerebral ischemia-reperfusion as well as the effects of PTS (PTS) on it. Methods:The male SD rats were randomly divided
into sham operation group, model group and drug intervention group ( PTS group), and the model of acute reperfusion injury after
cerebral ischemia in rats was established by middle cerebral artery occlusion. After drug intervention, the mRNA and protein ex-

pression of Nogo-A in the brain tissue was determined by RT-PCR and immunochistochemistry in different periods of reperfusion (3

d, 7 d). Results: The mRNA and protein expression of Nogo-A in model group was decreased on the third day and increased sig-
nificantly on the seventh day; while, in the PTS group, the expression of Nogo-A was decreased on both the third day and seventh

day, with the former similar to that of the model group (P > 0.05) and the latter significantly lower than that of model group( P

<0.05). Conclusion:The PTS can down-regulate the expression of Nogo-A in rats with ischemia-reperfusion injury, which may

be one of the mechanisms for its protection to brain.

KEY WORDS PTS;Nogo-A mRNA ;cerebral ischemia-reperfusion; rat



