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Reconsideration of the drinking habit of alcoholic liver disease patients from
the viewpoint of acetaldehyde-derived advanced glycation end products

FUKUMURA, Atsushi
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A total of 73 patients with alcoholic (AL) liver disease SALD) were
investigated to determine whether the amount of acetaldehyde (AA)-derived advanced glycation
end-products (AA-AGEs) involved in the development and progression of ALD. We focused on ALDH2
polymorphisms and daily average or cumulative alcohol consumption. A significant weak positive
correlation was observed between cumulative alcohol consumption and serum AA-AGEs levels, and serum
AA-AGEs levels were higher in patients with alcoholic liver cirrhosis than in other ALD disease
types. There was no significant difference in serum and liver tissue AA-AGEs between ALDH2
genotypes. From the above, it was considered that the increase in AA is not necessarily related to
t?eAEBOQUc}ion of AA-AGEs, and the possibility that AA-AGEs affect the development and progression
0 is low.
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