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Abstract of my talk:

The hallmark of Alzheimer’s disease (AD), synapse loss can be measured by synaptic
vesicle glycoprotein 2A (SV2A) PET [1-3]. We have used an '8F-labeled SV2A PET
tracer ['®F]SynVesT-1 to detect SV2A changes in APPswe/PS1dE9 (APP/PS1) mice as
well as in a double-knock-in mouse model of AD (dKI mice) which manifest both plaque
and tau pathologies [4]. Recently, we developed a metabolically stable SV2A PET
tracer, ['®F]SDM16. The in vivo comparison of these SV2A tracers in AD rodent models
and their use as endpoint in preclinical AD drug development will be discussed.
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