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Preventive effects of intensive dose atorvastatin on contrast induced ne-
phropathy in patients with STEMI after primary PCI
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[ Abstract] Objective:To evaluate and analyze the preventive effects of intensive dose atorvastatin on contrast induced nephropa-
thy (CIN) in patients with acute ST segment elevation myocardial infarction (STEMI) after primary percutaneous coronary intervention
(PCI). Methods ;300 patients with STEMI who underwent primary PCI were selected and divided into the study group and the control
group according to the therapy,150 cases in each group. The patients in the two groups were treated with atorvastatin of 20mg/d after
operation for 3 days,and the patients in the study group was treated with atorvastatin of 80mg before PCI on the basis of the above treat-
ments. The incidence of postoperative CIN in the two groups were compared and analyzed. The levels of serum cystatin C ( CysC) , creat-
inine clearance rate (Ccr) ,serum creatinine ( Scr) and blood urea nitrogen ( BUN) immediately before and 3 days after operation were
observed and analyzed. Results: The incidence rate on CIN in the study group was lower than that of the control group (P <0.05).
There was no significant difference in the renal function indexes between the two groups before PCI (P >0.05). At 3 days after PCI, the
serum CysC,Scr and BUN levels of the patients increased ,and the study group was lower than the control group (P <0.05). The Cer
levels decreased compared with those before,and the observation group was higher than the control group (P <0.05). Conclusion:The
application of preoperative intensive dose loading combined with postoperative conventional dose of atorvastatin can effectively reduce
the incidence of CIN and alleviate the renal function damage caused by intravascular contrast agent application.
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I 25 0 1.15£0.52 1.23£0.55 -1.294 0.103
LVEF(% ) 59.28 £9.06 59.13£8.97  0.144  0.857
LDL-C(mmol/L) 2.70 £0.68 2.68 £0.59 0.272 0.729
i il ACEL/ARB 28(18.67) 26(17.33) 0.090 0.764
37 R BR 550 13(8.67) 17(11.33) 0.593  0.441
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A i B0 % 0.88 +0.26 0.87 +0.24 0.346 0.655
ARE3d 0.95+0.28 1.12£0.30  -5.074 0.001
Ser( wmol/L)
A i B %1 86.18 +28.48 86.79 £27.09  -0.190 0.811
ARJE3d 98.81£23.25  106.64 £25.63 -2.771 0.023
BUN(mmol/L)
AR i % 5.02+1.76 5.13+1.86 -0.526 0.475
AJE3d 5.91£1.41 6.82+1.45  -5.511 0.001
Cer(mL/min)
ATl B Z) 74.45+12.08  74.12+14.65  0.213 0.788
ARG 3d 67.14+15.64  61.13+17.06  3.180 0.002
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