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Experimental study on the effects of N-Acetyl-L-Cysteine and a-lipoic acid
on acute injury of renal function caused by mercury
HE Anning XU Zhaofa s WANG Jia-jun, XU Bin YANG Jinghua, LI Jing
(Department of Environmental Health, School of Public Health, ~China Medical Universitys  Shenyang 110001,  China)
Abstract Thirty-two Wistar rats were randomly divided into four groups: contwl group Hg group  N-Acetyl L-Cysteine (NAC)

pretreated group and o-lipoic acid (LA) pretreated group. The contwol mats were only subcutaneously injected of 0. 9% sodium chloride;

nts in Hg group were injected with HeCl, 9 2 #mol/ kg subcutaneously. Other wo goups rats were pretreated with NAC 2 mmol/ kg or
LA O 35 mmol/ kg intraperitoneally respectively two hous before subcutaneous injection with HeClp 9. 2 #mol/ kg. 12 hour after the injec-
tion of HgClp, the rats were moved to the metabolic cages for 12 hour urine collection. At the 48th hour after injection of HgCl» the rats
were sacrificed and collected the blood and renal cottex for the measurement of the urinary activities of alkaline phosphatase (ALP),

lactatedehydogenase (IDH), N-Acetyl-a-D-Glucosaminidase (NAG), the urinary level of protein the serum level of urea nitogen
(BUN) and the Hg contentin urine and renal cortex. Result showed that compared with the controls  the contents of Hg in urine and re-
nal cottex, the activities of urinary ALP, LDH, NAG, the contents of urinary potein and BUN in Hg group were all increased signifi-
cantly; the contents of Hg in urine and renal cortex in NAC pretreated group were also obviously wse as well as the renal Hg level in LA
pretreated group. While compared with Hg goup  the Hg level of renal cortex in rats of LA pretreated group was significantly increased
and the uinary Hg obviously decreased; and the activities of urinary ALP, IDH, NAG, the contents of urinary potein and BUN were
all declined evidently in both groups pretreated with NAC or LA. Both pretreaiment with NAC or LA all have some ptective effect against
the acute nephrotoxicity of mercury.
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