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Abstract

Increasing amount of data from recent researches have revealed frequent crosstalk between mus-

cle stem cells and inflammation. Proliferation and differentiation of muscle stem cells post muscle injury are closely

correlated to the progress of inflammations occurred upon injury. This review will summarize the recent progress

about the communications between muscle stem cells and immune cells involved in inflammation and the regula-

tory mechanism of cytokines on muscle stem cell behaviors during muscle regeneration. This will help us to further

understand the tightly orchestrated muscle regeneration process.
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