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The progress in diagnosis and treatment of

hypertriglyceridemic pancreatitis

Summary Hypertriglyceridemia pancreatitisCHTGP)is a disease that seriously threatens human health and

life. The primary cause is high triglycerides.and the factors that can be classified are primary and secondary. On

the basis of hypertriglyceridemia,a variety of pathological mechanisms are involved in the pathogenesis of HTGP.

In clinical diagnosis,there are various interference factors in blood lipid measurement,symptom analysis,and pan-

creatic enzyme measurement. HTGP treatment involves Intensive lipid-lowering treatment.
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