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Abstract: Endometriosis (EMs) is a chronic inflammatory disease. It has been proved that inflammatory
microenvironment is the key role in EMs occurance and development. Chinese medicine posits that the theory of
“same disease of blood and water”, which generally refers to “intermingling dampness and blood stasis”, serves as
a crucial pathogenesis in EMs. The inflammatory microenvironment is the main manifestation of dampness and blood
stasis in EMs, while the insufficiency of vital ¢i results in endogenous dampness. The stagnation of blood stasis
serves as the foundation for the formation of intermingling dampness and blood stasis. Based on contemporary theories
in molecular biology, the macrophage-mediated inflammatory microenvironment serves as the foundation for the
formation of dampness, while the participation of macrophages in angiogenesis is crucial for the formation of blood
stasis. Investigating the intrinsic connection between the inflammatory microenvironment in EMs and the theory of

“same disease of blood and water” can contribute to a better understanding of the pathogenesis of EMs from a novel
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perspective. Remodeling of the inflammatory microenvironment in endometriosis by targeting macrophages may

provide a new strategy for EMs treatment.

Keywords: Endometriosis; inflammatory microenvironment; macrophage reprogramming; same disease of blood

and water; intermingling dampness and blood stasis; biological connotation
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Figure 1

Microscopic relationship between the theory of "same disease of blood and water" and inflammatory microenvironment of endometriosis
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