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Association between dyslipidemia and acute kidney injury in patients with acute pancreatitis XIAO Rong.Depart—
ment of Gastroenterology, Hangzhou Hospital, Zhejiang Medical Health Group, Hangzhou 310022, China.

[Abstract] Objective To investigate the association between dyslipidemia and acute kidney injury (AKI)in patients
with acute pancreatitis.Methods A total of 120 patients with acute pancreatitis were prospectively enrolled.According to
whether occurred acute kidney injury during hospitalization or not, patients were divided into AKI group and non AKI
group.The blood lipid level and other clinical features of the two groups of patients were observed.Results Compared with
the non AKI group, the incidence of hypercholesterolemia and cholesterol-derived AP of AKI group were higher, the in—
cidence of other types of AP was lower, total cholesterol (TC) level was higher, triglyceride(TC) level was higher, high
density lipoprotein cholesterol (HDL-C) level was lower, low density lipoprotein cholesterol (LDL-C) level was higher,
apolipoprotein A1(Apo—A1l) level was higher, the differences were statistically significant (x*=5.42,10.29,4.30, =3.83,
9.81,6.14,5.61,2.75, P<0.05).The APACHE Il , SOFA score, Ranson score, hospitalization time, multiple organ
dysfunction, abdominal infection, surgical drainage rate and hospital mortality of AKI group increased significantly (i=
3.70, 6.57, 6.13, 12.02, x*=42.99,21.07,23.71,12.60, P<<0.05).Hypercholesterolemia, TC, TG, LDL-C, Apo-Al,
APACHE 1I, increased SOFA score and Ranson score were risk factors for AKI in patients with acute pancreatitis ( OR=
1.44,1.52,1.45,1.25, 1.60,1.69,1.67 and 1.65, P<<0.05).Conclusion Hyperlipidemia is a risk factor for AKI in p—
atients with acute pancreatitis.
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¥ebr B SE Waldy P OR 95%CI
FHEELMAE  0.82 039 459 <0.05 1.44 1.07 ~4.85
TC 0.86 045 471 <0.05 1.52 1.18~3.78
TG 0.78 036 3.77 <0.05 1.45 1.09~3.08
HDL-C 0.41 0.40 1.89 >0.05 1.48 0.89~3.56
LDL-C 0.76 038 3.79 <0.05 125 1.07 ~2.99
Apo-Al 092 0.44 443 <0.05 1.60 1.07 ~5.89
Apo-B 0.15 0.40 0.14 >0.05 1.26 0.53 ~2.55
APACHE 1#%4> 0.73 034 328 <0.05 1.69 1.27~3.48
SOFA P43 0.64 042 032 <0.05 1.67 1.15~1.79
Ranson PE43 0.61 041 156 <0.05 1.65 1.25~3.70
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