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Abstract. Objective To study the effects of sea cucumber phospholipid on the levels of norepinephrine ( NE) ,dopamine
(DA) ,acetylcholine transferase ( ChAT) and on the cognitive function in Alzheimer’s disease model rats. Methods

Thirty healthy SD rats were randomly divided into three groups:blank group,model group and sea cucumber phospholipid
group(n =10, each). The models of Alzheimer’'s disease were established in model group and sea cucumber phospholipid
group,and no processing was performed in blank group. The sea cucumber phospholipid injection was given in sea
cucumber phospholipid group,and normal saline of equal volume was injected in model group and blank group. Two weeks
later, the cognitive function was compared among three groups. The histopathological characteristics were observed after HE
staining. The levels of NE,DA and ChAT were detected by enzyme-linked immunosorbent assay ( ELISA). Results The
escape latency in model group and sea cucumber phospholipid group increased significantly compared with blank group (all
P <0.05) ,and was significantly shorter in sea cucumber phospholipid group than that in model group (all P <0.05) ;the
number of platform-crossing significantly decreased in model group and sea cucumber phospholipid group compared with
blank group (all P <0.05) ,and was significantly lower in model group than that in sea cucumber phospholipid group (P <
0.05) . The balance beam score and Longa score in sea cucumber phospholipid group were significantly lower than those in
model group at 5-,10-,and 14-day(all P <0. 05). HE staining showed that in blank group,neurons arranged in orderly and
tightly compact,and the nucleus were clearly visible;in model group, neurons were relatively chaotic, and some of them
showed apoptosis and pyknosis of nucleus;in sea cucumber phospholipid group, the neurons arranged more orderly with

improved state of neuron apoptosis and nuclear pyknosis compared with model group. The levels of NE, DA and ChAT in
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model group and sea cucumber phospholipid group were significantly lower than those in blank group (all P <0.05) ,and

were statistically higher in sea cucumber phospholipid group than those in model group (all P <0.05). Conclusion Sea

cucumber phospholipids can improve the cognitive function of Alzheimer’s disease rats,the arrangement of neurons in the

hippocampus and the degree of cell apoptosis and increase the levels of NE,DA and ChAT.
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