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Progress in the regulation of local microenvironment by macrophage migration inhibitory factor after central
nervous system injury
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Abstract ; Tt is difficult for the central nervous system (CNS) of adult mammals to regenerate after injury,and the intricate local micro-
environment is an important factor therein. Astrocyte , microglia and macrophage play multiple roles in the regeneration process of CNS. Macro-
phage migration inhibitory factor (MIF) is a conserved cytokine,which is involved in the regulation of inflammation and other immune func-
tions as well. After CNS injury, MIF can affect immune functions of astrocyte and microglia in the local microenvironment, regulate the inflam-
mation after injury, promote angiogenesis and improve the local microenvironment,which could be beneficial to the regeneration of CNS. Due
to the destruction of the local blood brain barrier after injury,the migrating and infiltrating macrophages might show different polarization phe-
notypes stimulated by injury and the regulation of MIF, which could closely related to inflammation and angiogenesis in the damage zone.
Therefore , figuring out the regulatory mechanisms of MIF on local microenvironment after CNS injury would help to improve the regenerative
microenvironment and provide theoretical support for discovering new drug targets and promoting CNS regeneration.
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