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Preventive Effect of N—acetylcysteine on Contrast—Induced Nephropathy
in 1 Type Diabetes Mellitus Model Rais

Maki Shibuya, Yuka Kohara, Toshihiko Kojima,
Masaki Uchida, Kazuo Ohtake, Hiroyuki Uchida,
Jun Kobayashi, Chizuko Yokota, and Hideshi Natsume®

*Faculty of Pharmaceutical Sciences, Josai University

Objects : Drug—induced nephropathy is caused by iodinated contrast medium, known as con-
trast-induced nephropathy (CIN), which has become a serious matter clinically. Recently, several

clinical studies have reported that N~acetylcysteine (NAC) is promising as a preventive medicine
against CIN. On the contrary, other studies have reported that NAC is not useful in prevention
against it. In this study, in order to clarify the effect of NAC on CIN, we attempted to produce
diabetic nephropathy model rats and investigated the preventive effect of NAC on CIN.
Methods : Streptozotocin (60 mg/kg, STZ) was injected into tail vein to produce diabetic rats.
The rats were separated into three groups ; group without any treatments for 6 weeks (I), groups
received insulin ( 2 units/every other day. s.c.) for 10 or 14 weeks (I or ) after administering
STZ. NAC (low dose : 20 mg/kg/time, high dose : 40 mg/kg/time) was given orally every 12
hours from 24 hours before to 24 hours after administering Iohexol (6 mL/kg iv.). The effect of
NAC was evaluated by determining plasma creatinine (Cr). N-acetyl- f —p—glucosaminidase, total

protein levels in urine and hypertrophy of kidney.

Results : In group I. decreased Cr and increased GFR were observed by administering Iohexol.
In groups I and II, however, Cr was increased by administering it. Furthemore, it was found that
NAC prevented the increase in Cr by administering it dose~dependently in these groups.

Key words . N—acetylcysteine, contrast-induced nephropathy, diabetes mellitus
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