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ABSTRACT - METHODS
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Scaffold for developing new drugs for AD
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CONCLUSIONS

» Injection of 6HLN and COT In AP,z s--treated rats resulted in significant improvement of memory function and In a decrease of the oxidative stress In the rat hippocampus.
» COT and 6HLN bind preferentially and with higher energy than NIC to a4-f2 compared to a4-a4 interface of a4p2 NAChRS.
» 6HLN and COT could represent a viable therapeutic alternative to improve cognitive symptoms in AD.
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