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Abstract

Macrophages can be polarized to M1 type and M2 type according to the changes in the surrounding microenvironment. The
polarization of macrophages affects the inflammatory microenvironment by regulating the signaling pathways such as JAK / STAT,
TGF- B / Smads, PPAR yand TLR 4, which plays a certain role in the occurrence and development of prostatic hyperplasia. This
paper summarizes the relationship between macrophage polarization and the development and progression of prostatic hyperplasia to

provide theoretical guidance for BPH prevention and treatment.
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