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Facilitaled diffusion
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Free Ca* <0.1uM

Blood values

Free Ca?* =1 mM

ADP + Pi Tolal Ca?t = 2.6:-mM

Fig. I. €Co** fluxes in norntol human erythrocytes. Properties of the Ca®* pump: number of pumps
per erythracyte = 2000 (0.5% of the membrone protein); Ke, = 107 & M or fess, under opumaI
ossoy conditions; K, << 10 WM ATP, for the phosphorylation reaction; moximal velocity of Ca’*
vonslocetion in humon red cells (nmol/mg _Drotem/mm") with calmodulin = 0.065, without
calmodulin = 0.014. {Dato from Ref. 1.}

° Estimoted ossuning @ membrane protein content of 10 g/l red cells.
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