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Abstract  Chimeric antigen receptor (CAR)-T cell therapy stands as a breakthrough therapy in the 21st cen-
tury, which is mainly used to treat different malignant tumors including lymphoma and leukemia. Excessive myo-
cardial fibrosis is an important factor in the progression of all forms of heart disease and heart failure. However,
clinical interventions and treatments for fibrosis remain limited. Despite the current absence of a direct therapeutic
regimen for myocardial fibrosis, a recent investigation has unveiled a potential novel approach in the realm of engi-
neering CAR-T cells, tailored to specifically ablate activated fibroblasts, thereby yielding a notable amelioration in
myocardial fibrosis and cardiac functionality. In this paper, the present status of the treatment of myocardial fi-
brosis with CAR-T cells and the prospect of optimization and application of CAR-T cell therapy are reviewed.
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