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[ Abstract] Microglia cells are immune cells in the brain playing an important role in maintaining normal brain
function. In resting state, a microglia’ s cytoplasm expands and contracts continuously by extending synapses,

constantly monitoring the changes in the brain microenvironment, and responding to these changes, playing an
important role of immune monitoring in the brain. Microglia can be activated by pathological event or altered brain
homeostasis. This activation process is highly diverse, depending on the stressor and pathology of comorbid disease.
In different diseases, due to the release of various cytokines, chemokines, growth factors and other different types
of substances, microglia cells have different effects on the outcomes. Here we reviewed microglia’ s roles in various
nervous system diseases, the phenotypic changes of microglia cells under various mediators in pathological state and
the key roles of different phenotypes in corresponding diseases.
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