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ABSTRACT Objective: To discuss the advantages and disadvantages of five different interventions on the prevention of contrast-in-
duced nephropathy, which including the hydration with normal saline, the hydration with sodium bicarbonate, the gavage with big dose
statin, the gavage with small dose statin and the combination of the hydration with normal saline and the gavage with big dose statin, so
as to provide a reference for clinical. Methods: 105 adult SD rats were selected and randomly divided into seven groups with fifteen rats
in each one. Group A: Healthy rats with normal renal function; Group B: Rats without any interventions; Group L: Intervention with the
isotonic sodium chloride hydration; Group T: By the hydration with sodium bicarbonate; Group S1: By the high-dosed statin; Group S2:
By the low-dosed statin; Group (S1+L): Combination of the isotonic sodium chloride hydration and high-dosed statin. Then the levels of
serum creatinine (Scr) and blood urea nitrogen (BUN) of rats in different groups were detected and compared after intervening for 48
hours. Results: @ The levels of BUN and Scr in group S1, S2 and (S1+L) were lower than those of the group B, group L and group T with
statistically significant differences(P<0.05); @ There was no significant difference about the levels of BUN and Scr in the group S1, group
S2 and group (S1+L) when comparing with each other (P>0.05); @ There was no statistically significant difference about the levels of
BUN and Scr between group L and group T (P>0.05). Conclusions: It is suggested that the statins could prevent the contrast-induced
nephropathy. However, the ending mechanism of statins should be further studied in the clinical practices.
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Table 1 Mean difference of BUN and Cr levels when group A or B compared with others'

Group A Group B

BUN(mmoL) Cr(mmoL) BUN(mmoL) Cr(mmoL)

Group T -7.88% 1.03 3533+ 1.33 5.60% 1.40 3533+ 1.94
Group L -5.45% 0.70 44.33+ 1.99 8.04x 1.17 4433+ 2.44
Group S1 -2.10+ 0.34 52.93+ 1.15 11.39+ 1.00 52.93+ 1.82
Group S2 -2.29+ 0.19 48.33+ 1.04 11.19+ 0.96 48.33+ 1.75
Group SI+L -2.08%+ 0.25 53.73+ 1.34 1141+ 0.98 53.73+ 1.95
GroupA e 13.48+ 0.97 57.40% 1.66
Group B -13.48+ 0.96 5740+ 166 57.40% 1.66
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