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RELATED FACTORS FOR IMPAIRED FASTING GLUCOSE OR DIABETES MELLITUS IN PATIENTS WITH ACUTE PANCREA-
TITIS XU Shiqin, XU Yonghong » BIAN Cheng , WU Jun, TIAN Zibin (Department of Gastroenterology, The Affiliated
Hospital of Qingdao University, Qingdao 266003, China)

[ABSTRACT] Objective To investigate the incidence rate of impaired fasting glucose (IFG) or diabetes mellitus (DM) in
patients with acute pancreatitis (AP) in the late stage and related influencing factors.  Methods A total of 788 AP patients who
did not have DM or a history of elevated blood glucose were enrolled and their clinical data were analyzed. The patients were fol-
lowed up to measure fasting blood glucose for 6 months, and the influencing factors for IFG or DM in the late stage in AP patients
were analyzed.  Results The univariate analysis showed that sex and the presence or absence of a drinking history had no inf-
luence on blood glucose results in the late stage of AP (P>>0.05), while age, body mass index (BMD , and frequency of disease at-
tack had certain influence on blood glucose results (X?=7.207—49.021,P<C0.05). According to the follow-up results, the mode-
rate-severe acute pancreatitis (MSAP) group and the severe acute pancreatitis (SAP) group had significantly higher incidence rates
of IFG and DM than the mild acute pancreatitis (MAP) group (X?=61.4 and 167.9, P<C0.01) ; the incidence rates of grade [ and
Il TFG and DM on CT were significantly higher than those of grade [ IFG and DM (X?=77.6 and 198.9, P < 0.01). Cholesterol
(TCO), triglyceride (TG), C-reactive protein (CRP), blood calcium, maximum blood glucose concentration within 48 h after ad-
mission, and median leukocyte count had significant influence on blood glucose results (X?=20.435—240.380, H=65.724, P <
0.01). The multivariate analysis showed that MSAP, SAP, CT severity index (CTSI) score =7, TG >2.3 mmol/L, blood cal-
cium <C2.0 mmol/L, and maximum blood glucose concentration >>11.1 mmol/L within 48 h after admission were risk factors for
IFG in the late stage of AP (OR=2.904—9.725, 95% CI=1.308—231.299, P<C0.05). BMI =24 kg/m?. CTSI score =7, blood
calcium <C2.0 mmol/L, and maximum blood glucose concentration >>11.1 mmol/L within 48 h after admission were risk factors for
DM in the late stage of AP (OR=17.645—80.582,95% CI=1.105—535.326,P<0.05).  Conclusion The development of IFG or
DM in AP patients in the late stage is associated with various factors, and blood glucose monitoring should be strengthened for AP

patients with risk factors.
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