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A Clinical Study of Alprostadil Combined with Atorvastatin on Prevention of Contrast Agent Induced Acute Kidney Injury in Diabetic Ne-
phropathy Patients. Liu Chao,Li Qiang,Liu Yan et al. Department of Cardiology ,Hebei Chest Hospital ,Hebei 050041 , China

Abstract Objective To analyze whether the combination of alprostadil and high — dose atorvastatin can relieve acute kidney injury
caused by contrast agent in DN patients treated with PCI. Methods The author took 196 DN patients treated with PCI as the study sub-
jects. The patients were randomly divided into control group, high — dose atorvastatin group, alprostadil group and combination therapy
group(n =49). All patients were treated with regular treatments, including anti — platelet, anti — coagulation, anti — hyperlipidemia,
Blood pressure control, blood sugar control, coronary dilatation and so on. The patients in the four groups were all treated with the same
hydration therapy from pre — 12h to the post — 12h of the operation, The alprostadil group and the ecombination therapy group were given
intravenous injection of 20ug alprostadil at 30 min before operation, 12, 36 and 60h after operation. The control group and high — dose
atorvastatin group were treated with the same dose of placebo at the corresponding time point(0.9% Sodium chloride injection 2ml). The
patients in high — dose atorvastatin group and combined therapy group daily plus atorvastatin 20mg ( total to 40mg/d) 3 days before opera-
tion. The author observed the changing situations of CysC, Scr, B, — MG and hs — CRP before and 48h, 72h after operation respectively.
The author compared the morbidity of CIN of these four groups. Results There was no significant significance in level differences of Cy-
sC, Ser, B, - MG and hs — CRP between the four groups before PCI(P >0.05). The levels of CysC, B, — MG and hs — CRP of patients
in alprostadil group and high — dose atorvastatin group and combination therapy group at 48h and 72h after operation were all lower than
those in the control group( P <0.05). The levels of Scr of patients in alprostadil group and high — dose atorvastatin group and combination
therapy group at 72h after operation was all lower than those in the control group(P <0.05). The level of Scr of patients in combination
therapy group was lowest( P <0.05). The morbidity of contrast — induced nephropathy was 36.7% in the combination group, which was

significantly lower than the other three groups( P <0.05). Conclusion Intravenous injection of alprostadil combined with high — dose
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atorvastatin can relieve acute kidney injury caused by contrast agent and reduce the morbidity of CIN.

Key words Alprostadil; Atorvastatin; Contrast — induced acute kidney injury; Contrast — induced nephropathy
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