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Exploring the Biological Basis of Spleen Deficiency and Dampness of Rheumatic

Diseases Based on the Axis of “Gut microbiota-Host’s Immunity”

Zhixing He Lin Huang Tiejuan Shao Chengping Wen"
Institute of Basic Research in Clinical Medicine and College of Basic Medical Science s Zhejiang Chinese Medical University .
Hangzhou 310053

Abstract Rheumatic disease (RD) is a chronic inflammatory disease characterized by excessive activation
of T and B cells, causing massive production of autoantibodies and multi-organ damage. Spleen deficiency
and dampness is the main syndrome of RD over the occurrence and development of RD. The balance of gut
microbiota is the prerequisite for the spleen governing transportation and transformation, and intestinal
dysbiosis is an important pathological factor of spleen deficiency and dampness. In addition, the research on
the role of gut microbiota in RD is in the ascendant, since gut microbiota can affect the severity of RD by
regulating the host’s immunity. Therefore, “gut microbiota-host’s immunity” may be a bridge to build the
relationship between spleen deficiency and dampness and RD, and it is also a breakthrough to study the
biological mechanism of spleen deficiency and dampness in RD. This study discusses the relationships
among gut microbiota, RD, and spleen deficiency and dampness, further analyzes and prospects the

existing research.

Keywords rheumatic disease; spleen deficiency and dampness; gut microbiota; host’s immunity;

traditional Chinese and western medicine
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