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NASH AMPK

Analysis of antioxidant-related AMPK pathway in the onset and progression of
non-alcoholic steatohepatitis (NASH).
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Thirty seven cases of NASH and forty cases of NAFL were
immunohistochemically examined. 80HdG and 4-HNE which was oxidation stress-related were over
expression in NASH. SOD2 and Catalase which was antioxidation-related on NASH were not recognize
significant difference compared with NAFL. The protein and mRNA with NASH model in a cultured cell
showed over expression on LKB1, AMPK, FOX03a. However SOD2 and Catalase were not recognized
significant difference. Knockdown of the AMPK induced the inhibition of FOX03a, SOD2 and Catalase.
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Analysis of Oxidative stress in human non-alcoholic steatohepatitis
(NASH). Representative photographs of healthy liver was compared
with NASH specimen . Immunostaining showed oxidative stress
related positive cell clusters in NASH.
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Oxidative-stress enzyme, Antioxidant enzyme and AMPK
enzyme activities in liver.
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