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To Explore the Theoretical Basis of Spleen and Stomach Treatment of
Metabolic Associated Fatty Liver Disease Based on Intestinal Flora

ZHANG Rong, XU Qiang, DOU Jing, WANG Xiaobo, WANG Hongfeng, WANG Xiaozhong
(Traditional Chinese Medicine of Xinjiang Uygur Autonomous Region, Urumqi 830000, China)

ABSTRACT: Metabolic associated fatty liver disease (MAFLD) is closely related to intestinal flora disorders, and
regulation of intestinal flora can improve MAFLD. Treating MAFLD by spleen and stomach is a classic method of traditional
Chinese medicine with remarkable clinical effect. Regulating intestinal flora has become a new research approach for
treating MAFLD by spleen and stomach. The authors elaborate the mechanism of spleen and stomach treatment of MAFLD
from intestinal flora in order to provide a modern biological basis for spleen and stomach treatment of MAFLD.
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