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HFE crosstalks with the MHC class | antigen presentation pathway:

Here we report that Hereditary Hemochromatosis (HH) patients” PBMC carrying
the C282Y mutation in the non classical MHC class | molecule, HFE, have
reduced cell surface expression of the classical MHC class | molecules due to
premature peptide and Beta2m dissociation. This faster turnover also leads to
increased levels of cell surface expressed Beta2m free class | heavy chains.
Biochemical analysis of these cells indicate an earlier endoplasmic reticulum
maturation of MHC class | molecules and peptide loading in C282Y mutants.
The present results suggest the existence of an intriguing cross-talk between a
particular HFE mutation and the classical MHC class | route and constitute the
first description of peptide presentation abnormalities linked to HFE.
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