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DNA damage of renal tubular epithelial cells in acute renal failure

LIANG Pei-he, JIN Feng-shuo, ZHANG Ke-gin, LI Yan-feng, GE Cheng-guo ( Department of Urology, Institute of Surgery
Research, Daping Hospital, Third Military Medical University, Chongqing 400042, China)

Abstract; Objective To investigate the role of DNA damage in the development of acute renal failure
(ARF), especially at the early stage. Methods ARF of different degree was induced by intramuscular injec-
tion of 10, 5 ml/kg glycerol or physiological saline to 108 Wistar rats (n =36 for each treatment ). Cr and BUN
in serum were detected at 1, 3, 6, 12, 24 and 48 h after injection. At the same time, DNA damage of tubular
cells isolated from kidney and exfoliative tubular cells in urine were assayed by single cell gel electrophoresis as-
say (SCGE). Results After glycerol injection, BUN and Cr increased significantly with statistical difference
among groups. The DNA damage in the tubular cells of two glycerol treated groups presented earlier than Cr and
BUN in serum. The DNA damage of tubular cells showed a dose- and time-dependent manner with glycerol dose
and positive relationship to the degree of renal function damage. But the DNA damage was more serious in uri-
nary exfoliative tubular cells. Conclusion The results suggest that cell exfoliation and DNA damage are impor-

tant mechanisms of tubular cell injury in ARF, and their prevention and blocking may play an important role in

the treatment of ARF.
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