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Abstract ;: Neural precursor cell-expressed developmentally downregulated 8(NEDDS8) is a mem-
ber of ubiquitin-like protein family and its structure is similar to that of ubiquitin. Neddylation
is a post-translational protein modification that conjugates an ubiquitin-like protein NEDDS to
target proteins,which is mediated by a cascade of three NEDDS8 specific enzymes,an E1 activa-
ting enzyme,an E2 conjugating enzyme and one of the several E3 ligases. Neddylation abnor-
malities have been confirmed to be closely related to various diseases such as cancer,neurode-
generative diseases and congenital heart diseases. In recent years, the role of neddylation and

deneddylation in the cardiovascular system has
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A UCH-L3, H:if H47 CSN #l NEDP1 J& NEDDS %
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Fig. 1 Neddylation regulates heart developing by inhibiting Hippo-YAP pathway
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