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Investigation of the role of intracellular CO using a supramolecular heme protein
model complex showing high CO affinity
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Carbon monoxide (C0), a well known toxic gas, is continuously produced in the
living body. Although the endogenous CO is considered to function in the biological system, the role of
CO in biology has not been fully understood. Here, to investigate the biological function of endogenous
CO, we utilized a supramolecular heme protein model complex, hemoCD, to remove endogenous CO from the
living organisms. HemoCD was capable of quantitatively removing endogenous CO in the mice body due to its
extremely high CO affinity. As a result, we succeeded to completely remove CO from the mice body, in
which we found a biological feedback mechanism of endogenous CO to compensate the lack of Co in the
living organisms (J. Am. Chem. Soc. 2016, 138, 5417-5425).
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