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[Abstract] Objective To investigate the effect of parecoxib on hippocompal inflammation fol-
lowing partial hepatectomy in aged rats. The effects of selective COX-2 inhibitor (parecoxib) on hipp-
ocampal inflammation were also evaluated. Methods Seventy male rats, aged 20 months, weighing
500-600 g, were randomly divided into three groups: control (n=10), surgery (# =30), and pare-
coxib (n=30). Control animals received sterile saline to control for the effects of injection stress. Rats
in the surgery group received partial hepatectomy under isoflurane anesthesia and sterile saline injec-
tion. Rats in the parecoxib group received surgery and anesthesia similar to surgery group rats, and
parecoxib treatment. On postanesthetic day 1, 3 and 7, animals were euthanized to assess the hipp-
ocampal COX-2 expression, PGE2 production and caspase-3 expression. Results Surgery
significantly increased the expression of COX-2 mRNA and protein expression, PGE2 production and
caspase-3 protein expression on day 1 postoperatively (P<C0.01), until day 3 (P<C0.05) compared
to control group. Parecoxib treatment group significantly suppressed COX-2 mRNA and protein ex-
pression, PGE2 production and caspase-3 protein expression on postoperative day 1 and day 3 (P <C
0.05 or P<C0.01), in comparison with the surgery group. There was no significant difference
between control group and other groups of the expression of COX-2 mRNA and protein expression,
PGE2 production and caspase-3 protein expression on day 7. Conclusion Partial hepatectomy induces
a short-term hippocampal inflammatory response in the rats. Parecoxib suppressed the hippocampal
inflammation via the down-regulation of COX-2 mRNA and protein, PGE2 and caspase-3 protein in
rats following partial hepatectomy.
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