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Abstract

In many chronic heart diseases, diffuse myocardial fibrosis is caused by excessive deposition of
collagen fibers throughout the heart muscle. This injury is due to the altered regulation of collagen
turnover by fibroblasts, which promotes excessive deposition of type I and III collagen fibers in
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the myocardial interstitium and perivascular myocardium. The available evidence suggests that in
addition to the extent of fiber deposition, collagen composition and the physicochemical proper-
ties of fibers are also associated with the detrimental effects of diffuse myocardial fibrosis on car-
diac function and clinical outcomes in patients with heart failure. The results show that patients
with heart failure have various clinicopathological phenotypes of diffuse myocardial fibrosis. In
many chronic heart diseases, diffuse myocardial fibrosis is caused by excessive deposition of col-
lagen fibers throughout the heart muscle. In this review, we summarize the current mechanisms of
diffuse myocardial fibrosis in heart failure, current available and potential future treatment strate-
gies, and aim to personalize the prevention and reversal of diffuse myocardial fibrosis in patients
with heart failure.
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