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[Abstract]Alzheimer’s disease (AD) and its risk population of mild cognitive impairment (MCI) are the most common cognitive
impairments , whose core impairment is episodic memory dysfunction. The default network (DMN) is composed of the core subsystem

(Core) ,the dorsal medial prefrontal cortex(DMPFC) subsystem and the medial temporal lobe( MTL) subsystem. The three subsystems
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neuroimaging studies in this field,and the specific impairment
characteristics of AD spectrum patients, which will provide

important ideas for early screening, progression monitoring,

subsystem; steady state ;neuroimaging
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