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Comparison of mouse models of chronic kidney disease after acute kidney injury

caused by aristolochic acid and ischemia-reperfusion”
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[Abstract] Objective To observe the differences in chronic kidney disease (CKD) animal models after
acute kidney injury (AKD caused by aristolochic acid injury (AAI) and ischemia -reperfusion injury (IRD).
Methods BAILB/c mice were divided into the AAI group, AAI control group,IRI group and IRI control group,the
mice in the AAI group were intraperitoneally injected with 5 mg/kg aristolochic acid,and the AAI control group was
replaced with the same amount of normal saline;the mice in the IRI group were given 37 “C bilateral renal artery clip-
ping ischemia for 32 min,and the IRI control group was given the sham operation;the specimens were collected on 1,
3,7,14,28,42 d after administration or reperfusion. The death and weight of each group of mice at different time
points were observed,the levels of serum creatinine and serum urea nitrogen in mice were measured by the automatic
analysis method,and the renal injury degrees were evaluated by the renal tissue PAS staining, and the renal fibrosis
was evaluated by the Masson staining. Results The mortality rate of the IRI group was significantly higher than
that of the AATI group (P <C0. 05) ;the weight loss of the AAI group was more significant (P<C0. 05) ; the ser-
um creatinine and urea levels in the IRI and AAI groups were higher than those in the control group (P <<
0. 05) ;the IRI group had the heaviest kidney damage on postoperative 1 d,while the AAT group had the heavi-
est kidney damage on postoperative 7 d,the partial renal tubules had no complete structure until 42 d after the
modeling ; compared with the control group,the fibrosis appeared in the IRI and AAI groups on 14 d after the
establishment of the model. The positive area of fibrosis in the AAI group was more than that in the IRI group
(P<<0.05). Conclusion Both AAI and IRI can successfully construct the mouse AKI-CKD model, but the

AAT model is simpler and more stable.
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