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Tab 1 Changes of membrane fluidity of mitochondria in the renal cortex

lime atter GIM administration (h)
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Study of gentamicin-induced mitochondrial and lysesomal damages in

renal cortex in rats

He Yani, Liao Lisheng, Jiang Jianxin, Zhu Miaozhen (Department of Nephrology Daping Hospital, Third Military Medi-

cal University, Chongqing, 630042)

Abstract The changes of membrane fluidity of the mitochondria and lysosomes in the renal cortex, the

activities of their marker enzymes, succinate dehydrogenase (SDH) and acid phosphatase (ACP), and the

morphological changes were studied in rats with gentamicin (GM)-induced nephrotoxicity. It was found that

the membrane fluidity of mitochondria and lysosomes in the renal cortex was very significantly decreased 0.5

hour after the administration of GM and it kept on decreasing along with the elapse of time. Corresponding

changes of the activities of SDH and ACP were observed simultaneusly. Under electron microscopy, no obvi-

ous changes of the epithelial cells of the proximal tubules were observed 0. 5 hour zfter GM administration

but severe mitochondrial and lysosomal damages were found in the 1st hour. These findings suggest that the

changes of the membrane fluidity of the mitochondria and lysosomes in the renal cortex may be the important

cause of the damages of the organelles in GM-induced nephrotoxicity.
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