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The role of Calcineurin in hippocampus of the rat model of Posttraumatic stress disorder JIANG Miao , WANG Yue-
jia ,AN Qiulin et al. ( Department of Histology and Embryology ,Shenyang Medical College ,Shenyang 110034 , China)
Abstract .

raumatic stress disorder. Methods

Objective To explore the role of Calcineurin (CaN) in the rats of hippocampus in the model of Postt-
Rats (n =30) were randomly assigned into two groups (n = 15, both) , one group
served as a control , while another was the experimental group,which was exposed to Single-Prolonged Stress ( SPS). At 14
days after SPS exposure , hippocampus was collected , and the changes of CaN were examined by ELISA, Western blot and
immunohistochemical methods. Results Our ELISA results showed that the levels of CaN from hippocampus tissue in SPS
group were lower than that in the control group (P <0.05) ;results of Western blot showed that the protein levels of CaN
Aa downregulated in SPS group compared to the control group (P <0.01) ;and immunohistochemical staining positive cells
of CaN Aa were brown in the normal group,filled in the perikaryon. The immunoreactivity of CaN Aa at 14 days after SPS
exposure was decreased , specifically in the pyramidal cell layer in the CA, and the CA; of hippocampus,but not in dentate
gyrus (DG). Conclusion SPS down-regulated the expression of CaN in hippocampus,and changes of CaN may be one of

important molecular mechanism on reduced cortex volume of PTSD.
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