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Abstract

OBJECTIVE To explore the rena toxicity of NG-nitro-D-arginine(D-NNA) and oxidative stress mechanism.
METHODS After D-NNA 150, 50 and 15 mg-kg'1 was ip given for 30 d, the kidney index, blood urea nitrogen (BUN)
and creatining(Crea) were assessed. The nitric oxide (NO) concentration, mal ondial dehyde(MDA) content, glutathione

peroxidase (GSH-Px) and superoxide dismutase (SOD) activitiesin the renal cortex were determined and
histopathological changesin renal tissues were detected. RESUL TS |Compared with 5% glucose control group, BUN

in D-NNA 150, 50 and 15 mg-kg'1 groups increased by 83.6%, 36.2% and 27.4% (P<0.05) , respectively; Creain D-
NNA 150 and 50 mg-kg'l groupsincreased by 281.6% and 10.6% (P<0.05) ; the kidney index and NO concentration
decreased significantly to 5.6% and 25.5% in D-NNA 150 mg-kg'l group; the MDA content increased significantly to
69.0% and 36.9% (P <0.01) while SOD and GSH-Px activities decreased significantly to 17.4% and 17.7%
(P<0.01) , 7.3% and 13.7% (P<0.05) in D-NNA 150 and 50 mgkg™ groups. Histopathology of mice showed rena
tubular injury, basophilic change, atrophy, cystic expansion mild interstitial inflammatory infiltration in D-NNA 150
mg-kg‘1 group, but intertitial inflammatory infiltration in D-NNA 50 and 15 mg-kg‘1 groups. CONCLUSION D-

NNA can induce renal toxicity, the mechanism of which may be due to the decreasing of NO content and increase of
ROS induced by L-NNA which isachiral inversion product of D-NNA.
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