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Effects of Carbon Tetrachloride-induced Hepatotoxicity on the Activities
of Protein Methylases and SAM-Synthetase in Rat Liver
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Abstract—In order to test relationships between hepatotoxicity and transmethylation, activities
of protein methylases and SAM (S-adenosyl-L-methionine)-synthetase were examined in liver tis-
sues of rats treated with CCl,. Also the concentrations of SAM and SAH were measured by HPLC
in rat liver. The results are as follows. (1). Activities of protein methylases were not significantly
changed in 24 hours after CCly treatment. However, in 48 hours, activities of protein methylases
were significantly increased in comparison with that of control. (2). Activity of SAM-synthetase
was increased steadily in the time course after CCl, treatment. (3). S-adenosyl-L-methionine conce-
ntration of liver tissues in CCl-treated group was elevated in 24 hours, and then declined thereaf-
ter. But the SAH' concentration was slightly decreased in the time course after CCl, treatment.

These results indicate that SAM was very actively used in transmethylation reactions of CCl,
damaged rat liver, suggesting the strong relationships between hepatotoxicity and transmethylation

phenomena.
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