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[ Abstract)
receptor 30 (GPR30) in hippocampus of neonatal rats. Methods Step 1: 20 healthy male Sprague-Dawley

Objective To investigate the effect of ketamine on the expression of G protein-coupled

rats were randomly selected as blank control group (group S, n = 20), five rats were taken out at 1, 3, 7
and 14 days of feeding, the number of positive cells of GPR30 in the hippocampus of rats was detected by
immunohistochemistry. Step 2: 10 7-day-old healthy male Sprague-Dawley rats were randomly divided into
two groups: saline group (group C, n = 5) and ketamine group (group K, n = 5). Three days after intra-
venous injection of 0. 1 ml (group C) or ketamine 75 mg/kg (group K) , the rats were sacrificed at 24 h af-
ter the last administration. The expression of cleaved caspase-3 in hippocampus of rats was detected by im-
munohistochemistry and the expression of GPR30 in hippocampus was detected by Western blot.
Results Compared with 1 d and 3 d of group S, the expression of GPR30 in hippocampus of 7 d and 14 d
rats was significantly increased (P < 0.05). Compared with 7 d of group S, the expression of GPR30 in
hippocampus of 14 d rats was significantly increased (P < 0.05). The levels of cleaved caspase-3 in hippo-
campus were significantly higher and the levels of GPR30 in hippocampus were significantly lower in group
K than in group C (P < 0.05). Conclusion Ketamine-induces hippocampus cell apoptosis in the develo-
ping rat brain, which is associated with the decrease level of GPR30.
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