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[Abstract] Alzheimer's disease (AD), a common cause of dementia, is a neurodegenerative disorder whose pathogenesis and
progression are closely linked to neuroinflammation driven by glycometabolic reprogramming in microglia. This article explores the
underlying mechanisms of such reprogramming in AD-associated neuroinflammation. It reviews recent advances in understanding
how exercise regulates key glycolytic enzymes as well as critical metabolic pathways. The analysis focuses on how exercise-induced
adjustments in these pathways reshape microglial glycometabolism, promote an anti-inflammatory polarization, and subsequently
alleviate neuroinflammation in AD. Furthermore, exercise-based anti-inflammatory intervention strategies are summarized. The
review aims to provide a novel theoretical foundation and perspectives for preventing and treating AD through exercise, thereby
facilitating the clinical translation of exercise-based therapies.
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Fig.1 Molecular mechanisms of glucose metabolism reprogramming in microglia-mediated neuroinflammation in Alzheimer's disease
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