mutation and /7 vivo supravital staining assays showed no significant increases ot mutation frequency and
micronucleated reticulocytes in the presence and absence of S-9 metabolic activation system at various
concentrations of KMD (313, 625, 1250 and 2500 #8/mt), respectively. In reproductive/developmental toxicity test.
no significant alterations in developmental physical landmarks in offspring, maternal weight gain during gestation
and post-gestation, and offspring weight were observed in KMD-treated groups. In Salmonelia/histidine reversion
assay, two different kinds of KMD preparations (KMD and NKMD) were showed no significant increases of His+
revertents and dose-dependency. Cytotoxicity of KMD and NKMD preparations was observed in neuro-2A cells at
concentrations of more than 100 #8/m¢, where morphological changes were observed.

[PA4-14] [ 10/18/2002 (Fri) 09:30 - 12:30 / Hall C )

The Effect of Chondroitin Sulfate against Oxidative Stress and Atherosclerosis in Ovariectomized Rat

Ha Bae Jin®, Lee Jin Young

Major in Bioscience anc Biotechnology. Division of New Materials and Biotechnology. Silla University. Department
of Biochemistry. College of Medicine, Inje University.

The swgically ovariectomized rat induces aqing by reactive oxygen species(ROS) generation. Free oxygen
radicals have been proposed as important causative agents of aging. The purpose of this study was to
investigate the effect of Chondroitin Suifate(CS) to prevent ovariectomy(OVX) induced oxidative stress and
atherosclerosis. The OVX rats were given intraperitoneally CS at dose of 100mg/kg and 200mg/kg daily for fifteen
weeks. Malondialdehyde(MDA) levels were determined as well as the activities of superoxide dismutase(SOD).
catalase(CAT). reduced-glutathione(GSH). oxidized~glutathione(GSSG). glutathione peroxidase(GPx) in the liver
(total homogenate and mitochondrial fraction). Histopathology of liver tissue was also investigated. Liver
antioxidative enzyme activity was elevated while MDA concentration decreased in all CS treated animals. The
results demonstrated that CS protected oxidative stress in a dose dependent manner. Moreover, inflammation and
cirrhosis in liver tissue of CS treated group were significantly decreased. In addition, level of total cholesterol(TC),
HOL-cholesterol, LDL-cholesterol. total lipid(TL), and triglyceride(TG) in ovariectomised rat blood were examined.
And then, atherosclerotic index(Al) was calculated. Based on the results, intraperitoneally inoculated CS against
peroxidation was retarded the progression of atherosclerosis. These results suggest that CS might be a useful
candidate for antioxidative reagent.

[PA4~15] [ 10/18/2002 (Fri) 09:30 ~ 12:30 / Hall C ]

Hepatoprotective effects of Platycodi Radix on carbon tetrachloride-induced liver damage in mice

Lee Kyungdin®, Park SungJdun. Choi ChulYung. Kim YoungSup. Chung YoungChul, Jeong HyeGwang

Dept. of Pharmacy and Research Center for Proteineous Materials, Chosun Univ., Kwangju, Korea Research
Institute of Chemical Technology. Taejon, Dept of Food Nutrition, College of Chinju, Chinju, Korea

The protective effects of a Platycodi Radix (Changkil: CK), the root of Platycodon grandifiorum A. DC
{Campanulaceae). on carbon tetrachloride—induced hepatotoxicity and the possible mechanisms involved in this
protection were investigated in mice. Pretreatment with CK prior to the administration of carbon tetrachloride
significantly prevented the increased serum enzymatic activities of alanine and aspartate aminotransferase in a
dose-dependent manner. In addition, pretreatment with CK also significantly prevented the elevation of hepatic
malondialdehyde formation and the depletion of reduced giutathione content in the liver of carbon tetrachloride-
intoxicated mice. However, hepatic reduced glutathione levels and glutathione-S-transferase activities were not
affected by treatment with CK alone. Carbon tetrachloride?induced hepatotoxicity was also essentially prevented.
as indicated by a liver histopathologic study. The effects of CK on the cytochiome P450 (P450) 2€1, the major
isozyme involved in carbon tetrachloride bioactivation were also investigated. Treatment of mice with CK resuited
in a significant decrease of P450 2E1~dependent p-nitrophenol and aniline hydroxylation in a dose-dependent
manner. CK showed antioxidant effects in FeCl2-ascorbate induced lipid peroxidation in mice liver homogenate
and in superoxide radical scavenging activity. Our results suggest that the protective effects of CK against carbon
tetrachloride-induced hepatotoxicity possibly involve mechanisms related to its ability to block P450?mediated
carbon tetrachloride bioactivation and free radical scavenging effects.
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