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Research progress of the involvement of the cross — talk between endothelial cells

and cardiomyocytes in doxorubicin — induced cardiotoxicity
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Abstract; Doxorubicin is widely used as a first — line therapeutic option
in the treatment of several malignant tumors, but its clinical application is
severely limited by the dose — dependent and irreversible cardiotoxicity,
which has been a long — standing clinical challenge. We analyze the latest
clinical guidelines on oncological cardiology and summarize the current
status of doxorubicin — induced cardiotoxicity ( DIC) prevention and
treatment. On this basis, we have gone beyond the traditional view of
direct damage to cardiomyocytes, and reviewed the research progress in
recent years on the cross — talk between cardiac vascular endothelial cells
and cardiomyocytes involved in DIC. The results suggest that cardiac
endothelial cells play a key role in the development and maintenance of
cardiac function. Doxorubicin not only directly damages these cells, but
also disrupts the paracrine signals and physical barriers between them and
cardiomyocytes , ultimately leading to an imbalance in cell communication
and affecting cardiomyocyte survival and function,resulting in DIC.
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