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Catalpol attenuates chronic cerebral hypoperfusion-induced white matter lesion in the rat brain by upregulating
p-Akt expression

CAI Qi-yan, YAO Zhong-xiang
China)

( Department of Histology and Embryology, Third Military Medical University, Chongging 400038,

Abstract: Objective To detect the neuroprotective effects of catalpol on chronic cerebral hypoperfusion-induced white matter lessions

in rats and the possible mechanism related to the Akt signal pathway. Methods Eighteen adult male Wistar rats were randomly divided into
the following three groups (n =6 for each) : the sham group (Sha) ,the vehicle-treated group (Veh) ,and catalpol-treated group ( Cat).
Chronic cerebral hypoperfusion was prepared by permanent ligation of bilateral common carotid arteries, and the ischemic rats in the Veh
group and Cat group were treated by intraperitoneal injection of normal saline and catalpol at 5 mg/kg per day for 10 days respectively. All
rats were sacrificed 30 days after operation. Luxol fast blue (LFB) staining and immunohistochemical method were used to investigate the
effects of catalpol on the apoptosis of oligodendrocytes,the damage myelin sheaths, and the expression of p-Akt in the white matter. Results
In the white matter of Veh group,the number of apoptotic oligodendrocytes and the degree of myelin sheaths damage were significantly in-
creased compared to the Sha group (P <0.01). Catalpol treatment markedly decreased the number of apoptotic oligodendrocytes and the de-
gree of myelin sheaths damage ,and it upregulated the expression of p-Akt. All these results showed a significant difference compared with the
Veh group (P <0.05). Conclusion Catalpol could attenuate chronic cerebral hypoperfusion-induced white matter lesions in the rat brain by
upregulating p-Akt expression.

Keywords : catalpol ; white matter lesions ; chronic cerebral hypoperfusion;p-Akt;oligodendrocytes
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