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BMFRE R R DOMEE (& L) : 4-hydroxy-2-nonenal, a secondary product generated by
decomposition of lipid hydroperoxides, suppressed IgA production from KHM-1B in a
dose-dependent manner. Tyrosine phosphorylations of signal molecules around 64 kDa
were inhibited by 4-hydroxy-2-nonenal in twelve-hour culture. These data suggest that
4-hudroxy-2-nonenal might facilitate allergy reaction by suppression of IgA production.
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