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MR SR OMEEE (Z3C) : The HK phenotype in dog erythrocytes is suggested to be caused
by disorders in lipid raft and exosome formations. However, the molecular basis of the
disorders remains unknown. To clarify the mechanisms for regulating the exosome formation,
we compared the protein contents of red cells, reticulocytes and exosomes from HK and
normal dogs. Resultant candidate protein “Stomatin” was not a cause of HK phenotype.
The genome-wide association study revealed that the causative gene located in canine
chromosome 12 would be associated with the exosome and raft disorders.
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