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[Abstract] Objective To investigate the protective effect of sodium ferulate (SF) on AB amyloid 1-42
(AB, ;) -induced rat hippocampal neuron damage,and to clarify its relate mechanism. Methods Forty SD rats
were randomly divided into the control group, AB;,; model group,SF treatment group and SF+ Notchl signal
pathway inhibitor (DAPT) group,10 cases in each group. The SF treatment group was given the medication
(100 mg » kg~ ' « d”',intravenous injection) for 3 weeks continuous intragastric administration. The control
group and A, ,; model group were given the same amount of distilled water by gastric gavage. The SF +
DAPT group was given DAPT (100 mg/kg) by continuous intraperitoneal injection for 7 d. The dementia ani-
mal model was prepared by the intracerebroventricular injection of AB,; (5 pL,2 mmol/L). The control group
was injected by the same amount of normal saline. The Morris water maze experiment was conducted to detect
the rat learning and memory ability on the second day after cerebral ventricle injection. The Nissl staining was
used to observe the injury of pyramidal neurons in hippocampal CA1l region. The immunohistochemical tech-

nique was used to observe the expression level of glial fibrillary acidic protein (GFAP). The expressions of Notchl,
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Notchl intracellular domain (NICD), Hairyand enhancer of split 1 (Hesl) protein were determined by the
Western blot method. Results Compared with the control group,the AB;,, model group appeared the signifi-
cant the spatial learning and memory impairments, showing that the escape latency stage was significantly
prolonged compared with the control group. The percentage of swimming time in the original platform quad-
rant accounting for the total time was decreased significantly, meanwhile this was accompanied by fragmenta-
tion of Nissellite in the CA1 region of hippocampus,the number of pyramidal neurons was decreased signifi-
cantly,and the differences were statistically significant (P <{0. 05). The number of GFAP immunopositive
cells was increased significantly, the staining was enhanced, the cell body was enlarged, and the protrusions
were increased and prolonged. The expression levels of Notchl, NICD and Hesl protein were decreased signifi-
cantly,and the differences were statistically significant (P<C0. 05). Compared with the AB, ,, model group,the
SF administration for 3 weeks could markedly improve the learning and memory impairment, attenuated the
AB induced above neural cells injury,changed the protein expression level ,DART could confront the improve-
ment effect of SF in learning and memory,down-regulated the expression of NICD and Hesl protein,and the

differences were statistically significant (P <C0. 05). Conclusion SF confronts the AB,,, induced rat hippocam-

pal neuron damage and activation of astrocytes via activating Notchl/Hes signaling passway.
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