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Novel mechanism analysis of microcystin on organ dysfunction-focusing on bile
acid metabolism-

Shimizu, Hidehisa
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Eutrophication of lake and reservoir accelerates development of Microcystis
which produces a toxin, called microcystin. The present study shows that in a cultured hepatocyte
cell line, HepG2 cells, AMPK was time- and dose-dependently activated by microcystin-LR (MC-LR)
stimulation. When AMPK was not activated in MC-LR-treated HepG2 cells, cell death was induced.
However, when MC-LR activated AMPK, cell death was inhibited. In a cultured intestinal cell line,
Caco-2 cells, MC-LR leaded to cell proliferation through p38 and JNK activation although ERK
activation was not participate. Furthermore, the expression levels of oncogene was upregulated in
MC-LR-treated Caco-2 cells. In rat analysis, food intake, body weight, and weight of liver, Kkidney,
and adipose tissue were not difference between control and MC-LR-administrated rats. We will
continue to check for serum parameter (ALT/AST, TG, and TC etc), liver TG and TC, and gut
microbiota, etc.
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