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Effect of ketamine on apoptosis and synaptophysin expression in hippocampal neural

cell of SD infant rats

CHEN Zhi-bin, YANG Tian-de ( Department of Anesthesiology, Xingiao Hospital, Third Military Medical University, Chongqing

400037, China)

Abstract; Objective To observe the effect of ketamine on apoptosis and synaptophysin expression in 7-
day-old infant SD rat hippocampal neural cells. Methods
to receive the injection of 25 mg/kg ketamine (K, group)or 50 mg/kg (K, group) or 50 ml/kg normal saline

Thirty SD rats of 7 days old were randomly assigned

(K, group). In 24 h after injecton, all rats were killed and the synaptophysin was tested by using immunhisto-
chemistry and Western blotting, the apoptosis of neuronal cell by Tunel. Results In 24 h after injection of
ketamine , the number of apoptotic neural cells increased , which of K, group was (5.3 £1.7), K, group (9.5
4.2), K, group (23.4 £7.6), and the grey values of synaplophysin by immunhistochemistry of K, group was
(174.11 £4.68) , K, group (181.36 £4.17), K, group (198.25 +3.06), and the OD values of synapto-
physin piece decreased, which of K, group (4 007 £758), K, group (2 621 +465), K, group (987 +183).
Conclusion 1In 24 h after treatment with ketamine, the expression of synaptophysin was decreased in hipp-

ocampl neural cells, the number of apoptotic neuronal cells were increased, which may be involved in neurotox-

icity caused by ketamine.
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Fig 1 Apoptosis of hippocampal neurons cells induced by ketamine (S-P x400)
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