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Abstract : Metabolic diseases (MD) has been a major challenge in health care and its occurrence and development are closely re-
lated to the metabolism and immunity. In recent years, treatment strategies based on gut microbiota have incompleted, especially
the microorganisms modified by synthetic biology, which show good potential application for the prevention and treatment of MD.
To cure diseases, the design and transformation of microbial gene routes and metabolic pathways can achieve stable output and
accurate of target substances. This review focused on the research progress of synthetic biology in the prevention and treatment of

MD, with a view to providing new ideas and methods for improving and treating MD.
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Table 1 ~ Currently engineering bacteria for treatment of metabolic diseases in clinical stage
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FE R A 28R | 3 S 52 -5 ) S5 A 2 A A i 1
RER A AR B VIR &R 25 12 %4285 1 (pannexin-
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