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WIEER R OME (J£30) : The long-range goal of this project is to investigate the mechanism
for assembly and functional organization of the red cell membrane skeleton. Here, we
analyzed the synthesis, quality control, interaction with an erythroid scaffolding protein
ankyrin in the endoplasmic reticulum (ER), and the ER exit signal of anion exchanger 1
(AE1) and its mutants. The results obtained together indicate that the membrane skeletal
network is assembled in the ER membrane as a small unit followed by vesicular transport
to the plasma membrane.
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