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Mitochondrial protection in cardiomyocytes by thiosulfate
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Doxorubicin (DOX) induces cardiac toxicity predominantly due to reactive
oxygen species (ROS)-mediated oxidative stress. Previously, we have shown that sodium thiosulfate
attenuates DOX-induced cardiotoxicity by suppressing oxidative stress. Based on the finings, we
would try to validate the hypothesis if sodium thiosulfate could protect hearts mainly by
preserving mitochondrial function in cardiomyocytes. We applied a novel imaging assay Dynamic
Nuclear Polirization(DNP)-MRI, which visualizes the redox status in hearts. DNP-MRI revealed that
DOX decreased the reduction rates of redox probe in hearts compared to the control. However, it was
not shown that sodium thiosulfate attenuated reducing mitochondrial dysfunction in the DOX-induced
cardiac dysfunction model. Further research would be needed to solve the hypothesis.
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