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[ Abstract] Obesity is a global problem threatening human health. Its incidence rate is rising, which will lead to type 2 diabetes,

coronary heart disease, hypertension and cancer. The formation mechanisms of obesity are not completely clear, however, intestinal flora is one

of the causes of obesity. The relationship between intestinal flora and obesity has been widely studied because of its diversity and complexity.

Intestinal flora can promote the development of obesity through various mechanisms. This article reviews the relationship between intestinal

flora and obesity and mechanisms of intestinal flora leading to obesity in recent years, and briefly reviews the progress of prevention and

treatment of obesity based on intestinal flora as the intervention target.
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