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Studies in mice suggest that inhibiting ADH5
could be useful for protecting against myocardial
injury and preserving cardiac function. In mice,
deletion of adh5 decreased myocardial infarct
size, preserved ventricular systolic and diastolic
function and maintained tissue oxygenation
following acute coronary artery ligation
compared with what was seen in wild-type

mice. Adh5 deletion also triggered an increase in
myocardial capillary density and S-nitrosylation
of hypoxia-inducible factor 1 (Hif1A; Hifl),
which promotes angiogenesis. Next steps
include developing ADHS5 inhibitors to prevent
protein denitrosylation and designing HIF1A S-
nitrosylating compounds to induce angiogenesis.
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