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Abstract: Objective To study the effect of L-3-n-butylphthalide (L-NBP) on learning, memory and expression of N-Methyl-D-Aspar-
tate (NMDA) receptor NR2B subunit of db/db mice and its possible mechanism. Methods Sixteen diabetic db/db mice were ran-
domly assigned into two groups by random number table ; L-NBP group (n =8) and DM group(n =8). Littermate db/m mice ( NC
group ,n =10) were used as normal control. After one week of adaptive feeding the mice in L-NBP group were given L-NBP dissolved in
vegetable oil by oral gavage once a day at a dose of 120 mg + kg ™' body weight, while DM and NC groups were both treated with equal
amount of vegetable oil for 6 weeks. After 6 weeks of intervention,all the indexes were observed. The learning and memory ability of the
mice was detected by Morris water maze test. The expression of NR2B mRNA was detected by realtime polymerase chain reaction( RT-
PCR). Results The escaping latency time(s) was longer and the average number of cross platform exploration was less in DM group
than in NC group (P <0.05). The learning and memory scores were significantly higher in L-NBP group than in DM group ( P <
0.05). The expression levels of NR2B mRNA in hippocampal CAl area were significantly lower in DM and L-NBP groups than in NC
group (P <0.05). As compared with the mice in DM group, the expression levels of NR2B mRNA in hippocampal area were signifi-
cantly higher in L-NBP group (P <0.05). Conclusions L-NBP can improve the learning and memory of db/db mice by up-regulating
the expression of NR2B in hippocarnpal CAl area.
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