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Effect of epigallocatechin gallate on cognitive function in type 2 diabetic
rats and its mechanism
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[ Abstract] Objective:To study the effect of epigallocatechin gallate (EGCG) on cognitive function of type 2 diabetes mellitus
(T2DM) rats and its mechanism. Methods:8 of the 30 rats were randomly selected as the control group,and the other 22 rats were in-
duced by hight-fat diet and streptozotocin to replicate T2DM. 17 successful rats were randomly divided into model group (n =9) and
EGCG group (n=8). EGCG group was given EGCG by gavage ,the dose was 40 mg/kg,once a day,while the control group and model
group were given the same volume of normal saline every time for 4 weeks. The cognitive function of rat was evaluated by the morris wa-
ter maze test. Fasting blood glucose (FBG) ,fasting serum insulin ( FINS) levels were measured and insulin sensitivity index (ISI) was
calculated. The contents of tumor nerosis factor-a (TNF-a) and interlukin-6 (IL-6) in hippocampus were detected by enzyme-linked
immunosrbent assay ( ELISA) and The NF-kB p65 protein expression in hippocampus was detected by western blotting. Results: Com-
pared with control group,the escape latency increased while the number of crossing platform decreased in model group (P <0.05),
FBG and FINS increased and ISI decreased in model group (P <0.05). The expression of NF-kB p65,TNF - « and IL - 6 increased in
hippocampus in model group (P <0.05). Compared with model group,the escape latency decreased while the number of crossing plat-
form increased in EGCG group (P <0.05),FBG,FINS decreased and ISI increased in EGCG group (P <0.05). The expression of
NF-kB p65,TNF-a and IL-6 decreased in hippocampus in EGCG group (P <0.05). Conclusion: EGCG can improve the cognitive de-
cline in T2DM rat and its mechanism may be related to reducing the inflammatory response in hippocampus by inhibiting TNF-a ,I1L-6
and NF-kB p65 protein expression.
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