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[ Abstract] Thrombosis is a multifactorial process with complex mechanisms and thrombosis-related diseases
are extremely risky. At present, traditional or new types of anticoagulant drugs cannot completely reduce the risk of
thrombosis, and these anticoagulant drugs have certain limitations and cannot meet clinical needs. In recent years,
studies have found that intestinal microecology is closely related to many diseases, and The results show that it is
involved in the regulation of thrombosis as the largest and most complex microecological system in the human body.
In this review, we retrospect the current status and progress about the mechanism of intestinal microecology in
thrombosis. Therefore, it provides a new idea and theoretical basis for the clinical application of intestinal
microecology-based diagnosis and treatment in thrombosis-related diseases.
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[ Abstract]

Acute abdomen is a common clinical disease and frequently-occurring disease. It has the

characteristics of acute onset, rapid progress and many changes in clinical manifestations. It often involves multiple
systems in treatment, and often requires multidisciplinary cooperation in diagnosis and treatment. As a first-line

doctor, it is not easy to quickly diagnose and make correct decisions. Once it is handled improperly, it can lead to



