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Correlative study on renal damage in mice with ischemic stroke
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Abstract Objective: To study the changes of renal function and renal tissue after ischemic stroke in mice, and to explore the relationship
between ischemic stroke and renal dysfunction. Methods: A model of focal cerebral ischemic stroke was induced by photochemical
method. On the 3rd and 28th day after modeling, plasma creatinine(PCr), blood urea nitrogen(BUN), renal pathology score(BPS), thickness
of glomerular basement membrane(TGBM) and renal fibrosis rate(RFR) were detected in mice. On the 3rd, 7th, 14th, and 28th days after
modeling, urine albumin(UA), urine B,—microglobulin(B,-M), and urine creatinine(UCr) were detected. Results: On the third day after
ischemic stroke in mice, BUN, UA, urine 3,—M, RPS, TGBM, and RFR were increased(1=6.885,2.638,3.804,2.181,4.262,7.366, all P<0.05).
On the 28th day after ischemic stroke, RPS and RFR were continued to increase (¢ =2.791, 6.187, all P<0.05). Conclusion: Ischemic stroke

in mice can cause acute renal damage, as well as acute and chronic renal pathological damage.
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Fig 2 Effects of ischemic stroke on urine 3,—microglobulin, urine albumin and urine creatinine
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Fig3 Effects of ischemic stroke on renal pathology score, thickness of the glomerular basement membrane and renal fibrosis
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