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Recurrent time, glycolipid changes and risk factors of diabetes mellitus complicated with recurrent acute pancreati-
tis YANG Ning-mei* , CHEN Fu-min, DU Mao-fu, CAO Li. Department of Internal Medicine, Nanchong Central Hospital ,
Nanchong 637000 , China

Abstract Objective: To observe the recurrent time of diabetes mellitus complicated with recurrent acute pancreatitis
(RAP) , the changes of glucose and lipids in relapsed patients, and to explore the risk factors for recurrence of diabetes mel-
litus complicated with RAP. Methods: 166 patients with newly diagnosed acute pancreatitis ( AP) admitted to our hospital
from January 2016 to January 2018 were retrospectively analyzed. According to whether they had diabetes, they were divided
into diabetes combined with newly diagnosed AP group (observation group) and non-diabetes combined with newly diagnosed
AP group (control group). The general situation, etiology and severity of AP of the two groups were collected, and all pa-
tients were followed up to understand the recurrence, recurrence frequency and risk factors. Results; (DThe body mass in-
dex, the severity of AP and the constituent ratio of patients with hyperlipidemia and biliary AP in the observation group were
significantly increased as compared with those in the control group (all P < 0.05) ; @There was no significant difference in
the recurrence rate between the two groups (P >0.05). The median interval time between the first recurrence and the first
onset in the observation group was significantly shorter than that in the control group (x> = 5.31,P=0.02), and the recur-
rence frequency during the follow-up period was also significantly greater than that in the control group; @ 1In the control
group, fasting blood glucose increased after recurrence (P < 0.05), and 10 patients developed secondary diabetes; in the
observation group, fasting blood glucose and TG levels increased significantly after recurrence (P <0.05) ; @Multivariate
logistic regression analysis showed that smoking history, increased body mass index, biliary factors and hyperlipidemia were
independent risk factors for relapse in patients with newly diagnosed AP (P < 0.05). Conclusion: Patients with diabetes
mellitus complicated with primary AP are more likely to relapse, and the load of glucose and lipid metabolism becomes heavi-
er after relapse. Smoking history, body mass index, biliary factors and hyperlipidemia are closely related to the relapse of pa-
tients with diabetes mellitus complicated with primary AP.
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