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Survival of Calbindin, Calretinin and Parvalbumin positive neurons in mouse
hippocampal CA area at chronic stage of Pilocarpine-induced epilepsy

LIU Jianxinl, LIU Yongl, TANG Fengru2

1. Institute of Neurobiology, School of Medicine, Xi‘an Jiaotong University;Environment and Genes
Related to Diseases Key Laboratory of Education Ministry, Xi'an 710061, China;
2. Temasek Laboratories, National University of Singapore, Singapore 117411

Abstract: Objective: To analyze the survival and the changes of proportions of Calbindin, Calretinin
and Parvalbumin positive neurons in mouse hippocampal CA area at chronic stage of Pilocarpineinduced
epilepsy.

Methods: Calbindin, Calretinin and Parvalbumin immunofluoresence staining were done 2 months after
Pilocarpine-induced epilepsy in mice or saline injection.

Results: Two months after Pilocarine-induced epilepsy, the number of Calbindin, Calretinin and
Parvalbumin positive neurons in the CA area decreased significantly compared with the control (P<0.01),
especially the Calbindin positive neurons had a great drop and Pavalbumin positive neurons had a least
drop. At the chronic stage of epilepsy, the proportion of Calbindin, Calretinin and Parvalbumin positive
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neurons in the CA area was changed. The content of Pavalbumin positive neurons increased whereas the b Article by TANG Fengru

content of Calbindin positive neurons decreased significantly compared with the control (P<0.01).
Conclusion: The changes of proportions of Calbindin, Calretinin and Parvalbumin positive neurons in
the CA area of mouse hippocampus may be a factor in the ongoing epileptic activity at chronic stage of
Pilocarpine-induced epilepsy.
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