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Abstract

FU Yangyang

Objective: To evaluate clinical features of hypertriglyceridemic pancreatitisCHTGP) with and with-
out diabetic ketoacidosis(DKA). Method: HTGP patients of PUMCH were enrolled from January 1, 2013 to Au-
gust 1, 2018 by retrospective study, and all cases were divided into two groups with and without DKA. Demo-
graphics and clinical characteristics of the groups were collected and compared using the electronic system of
PUMCH. Result: A total of 159 cases of HTGP patients were enrolled in this study, 48(30.19%) patients in
DAK group and 111(69. 81%) patients in the non-DKA group. There was no significant difference of gender and
age between the two groups(P>>0.05), whereas body mass index(BMI=24), rate of HTG medical history(P<C
0.05). The levels of serum triglyceride(TG) ., and glucose(GLU) were significantly higher in the DKA group than
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those in the non-DKA group(P <C0. 05). oreover, the incidence of moderately severe acute pancreatitis (MSAP) ,

use of vasoactive drugs and continuous renal replacement therapy (CRRT) was more common in the DKA group

than the non-DKA group (P<C0.05). However, the volume of fluid administration in 24 hours, 48 hours, and 72

hours in the DKA group was significantly higher than that in the non-DKA group (P <C0. 05). Conclusion: The

HTGP patients with the DKA didn't increase the severity of the pancreatitis. However, early volume insufficiency

in patients with DKA is more prominent, accompanied by short-term organ dysfunction.
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