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EDITORIAL COMMENT

Follistatin-Like 1
Growing Evidence for Its Beneﬁcial Role in Heart Failure*
Kai C. Wollert, MD
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study, Tanaka et al. (7) measured serum FSTL1 concentrations in 32 patients with HFpEF using a
commercially available immunoassay. Patients had
higher circulating FSTL1 levels (mean 167 ng/ml) than
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report from the same group documenting elevated
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effects in acute and chronic heart diseases.
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