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In vitro reconstitution of intracellular copper transport system
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A copper ion is one of the metal ions essential for our life and often functions a
s an active center of enzymatic reactions in various proteins. Despite this, a free copper ion can be tox
ic because of its high redox activity that catalytically produces reactive oxygen species. Intracellular
copper ions are hence necessary to be well regulated in terms of their localization and amounts. In this
study, 1 have focused upon the intracellular ﬁathway for transferring a copper ion to the copper-containin
g enzyme, SOD1. An extracellular copper ion has been known to enter into the cell via a copper transporte
r, CTR1; a copper chaperone, CCS, then delivers the copper ion to SOD1. The ultimate goal of this study i
s to reconstitute the copper transfer system in a test tube by using CTR1, CCS, and SOD1.
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