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Double-strand DNA injury in acute and chronic stages of renal allografts
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It has been clarified the relation between the DNA damage at the early phase
after renal transplantation and the primary non-functioning or delayed graft function of transplant
kidneys in the cohort of renal transplantation (137 cases). The quantitative evaluation of DNA

damage is an appropriate index for the diagnosis of the onset of renal dysfunction from the early
to the late stages of transplanted renal allografts.

Collagen type VI (COL6) deposition occurs in various glomerular diseases such as transplanted
nephropathy, causing serious pathological damage like nodular lesions. In in vitro studies, COL6
secretion from human renal glomerular endothelial cells (HRGECs) was induced by Mitomycin C (MMc)
treatment associated with the number of y -H2AX-positive cells. These results confirm that nodular
glomerulosclerosis partially results from DNA damage in the glomerulus and that DNA damage induced
COL6 secretion from HRGECs occurs through an ATR and ANXA2-mediated pathway.
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