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Cytoplasmic interactions of NDRG4
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NDRG4 localizes in neurons and retains the levels of BDNF in the mouse cerebral co
rtex, which is essential for maintaining the ability of spatial learning and neuronal protection after the
temporary cerebral ischemia. NDRG4 plays important roles in the normal heart rhythm and physiological ada
ptation of cardiac muscle after forced swimming stress. In this study, we identified Nat/K+-ATPase (NKA) a
Ipha3 subunit as NDRG4-interacting protein in the brain using affinity chromatography. We found that other
NDRG members, NDRG1-NDRG3, also associate with NKA alpha subunit in HeLa cells cotransfected with NDRG me
mbers and NKA alpha subunit. These data indicate that NDRG members may regulate the NKA functions of ion p
umping and cell signaling by interacting with NKA alpha subunit in a cell-specific manner.
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