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[ Abstract] Engineering bacteria, that is, modified intestinal microorganisms, use various editing
tools and circuit design to control their behavior, and have a specific impact on the body, so as to play a pre-
cise role in the treatment of metabolic diseases. For metabolic diseases, including diabetes, obesity, hyper-
lipidemia, hyperuricemia, hyperammonemia and phenylketonuria, related engineering bacteria have been
successfully constructed. By secreting specific therapeutic factors, engineering bacteria can have beneficial
effects on the body according to the pathogenesis of diseases. A small number of studies have entered clinical
trials.
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