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Analysis of inflammatory markers and influencing factors of hypertriglyceridemia-induced acute pancreatitis
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[Abstract] Objective To investigate the inflammatory markers and prognostic risk factors of hypertriglyceride-
mia-induced acute pancreatitis (HLAP). Methods A total of 47 cases of HLAP and 71 cases of acute biliary pancreati-
tis (ABP) were enrolled in this study. After admission, the peripheral blood leukocyte count (PBLC) , blood amylase
(AMY) , urine amylase (UAMY) , blood lipase (LPS) , total cholesterol (TG) , triglyceride (TC) , blood glucose
(Glu), C-reactive protein (CRP), IL-6 and procalcitonin (PCT) were retrospectively analyzed. The multivariate logis-
tic regression analysis was performed to identify the risk factors of clinical prognosis. Results The body mass index
(BMI), TG, TC, CRP, PCT and IL-6 significantly differed between the HLAP and ABP groups (all P<0.05). In the
HLAP group, the incidence of abdominal and pulmonary infection was significantly lower compared with that in the
ABP group (both P<<0.05). During 6-month follow-up, the recurrence rate in the HLAP group was considerably higher
than that in the ABP group (P<<0.05). Logistic regression analysis demonstrated that BMI, CRP, IL-6 and PCT were
the independent risk factors of clinical prognosis of HLAP patients. Conclusions The changes of the characteristics of
inflammatory markers should be intimately monitored , which plays a significant role in reducing the incidence of compli-
cations, lowering the recurrence rate and enhancing the clinical prognosis of HLAP patients.
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