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[ Abstract]  Microglia efferocytosis, the process by which microglia phagocytose damaged and dead cells, has anti-
inflammatory and pro-damage repair effects. Recent studies have shown that microglia efferocytosis plays a crucial role in
the pathogenesis of Alzheimer’ s disease (AD) and may be a novel therapeutic target for AD. This paper reviews the
relationship between microglia efferocytosis and AD pathogenesis and the potential of using efferocytosis-related molecules as
therapeutic targets for AD. The aim of this review is to provide new ideas and approaches for the treatment of AD.
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Note. 1. Identification phase, Phagocytes recognise the “find-me” signal released by dying cells. 2. Ingestion phase, Phagocytes recognise the “eat-

me” signal released by dying cells. 3. Digestion phase, Phagocytes digest dying cells, releasing anti-inflammatory mediators.

Figure 1 Three key stages of efferocytosis( By Figdraw)
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Note. ME dysfunction is involved in the pathomechanism of AD by causing neuroinflammation, AR plaque deposition and abnormal pruning of neuronal

synapses.

Figure 2 ME dysfunction is closely related to the pathological mechanism of AD(By Figdraw)
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