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Research progress of cardiovascular system injury induced by
acute pancreatitis
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Abstract Acute pancreatitis (AP) is an acute chemical inflammation of the pancreas, characterized by pancreatic
edema, bleeding and necrosis caused by internal digestion, and it is a relatively common digestive system
disease in clinical practice. Studies have found that AP is associated with cardiovascular system injury,
and the degree of injury is positively correlated with the severity of AP. At present, the symptomatic
supportive treatment is the main therapeutic approach for AP, and the control of pancreatitis itself is the
focus of treatment. Here, the authors address the clinical manifestations of AP-induced cardiovascular
injury and the research progress of relevant mechanisms, so as to provide new ideas for timely
preventing AP-induced cardiovascular injury as well as reducing the mortality rate of AP.
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SVEEAE % (acute pancreatitis, AP) W) &4H
ZRm A, WHE S . R . TREM . 4
A, b IE A AR R AH G Rk g R TR AP Y 20N
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#% KT kB (nuclear factor kB, NF-kB) P!, fif8
U 1 48 AE A JoT 40 988 SR ZE I o (tumor necrosis
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