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Abstract With the improvement of living standards, hypertriglyceridemia-associated acute pancreatitis (HTG-AP) has
become an important subtype of acute pancreatitis. Based on the pathogenesis and progression mechanisms, as well as recur-
rence pathogenesis of HTG-AP, this article discusses lipid-lowering treatment strategies including non-invasive approaches
(dietary control, pharmacological therapy) and invasive treatments ( blood purification). Early standardized diagnosis and
treatment are crucial for improving the prognosis of HTG-AP. In the future, with in-depth research into the pathogenesis and
multidisciplinary collaboration, it is expected that the diagnosis and treatment level of HTG-AP will be enhanced, leading to
improved patient outcomes.
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B I8 Ak I 6 B B 2R T RN AN Y iR
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e, fff LPL BEPRIpE 3 TG RREE AL, Jf K
KA HTG-AP (152 % 3RS SR ST 4F S A 5 F
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TIT 30 s PRS2 56, 4L BT /N s B 1) 1 25 9 ) 4
BRI T siRNA 254 ARO-APOC3 3 i
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