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[ ABSTRACT] Protein palmitoylation is a kind of post-translational lipid modification of proteins that widely exists in or-
ganisms.  Generally, S-palmitoylation occurs mainly through the covalent attachment of palmitic acid to protein-specific
cysteine residues via labile thioester linkages. ~ S-palmitoylation is usually reversible because the thioester bond will be hy-
drolyzed under certain conditions, causing protein depalmitoylation.  In addition, S-palmitoylation is closely associated
with the occurrence and development of many cardiovascular diseases.  This review summarizes the process of protein
palmitoylation and depalmitoylation, the relationship between protein palmitoylation and cardiovascular diseases, including
arrhythmia, atherosclerosis, pulmonary hypertension, heart failure, and thrombotic diseases, which provide a new direction
for cardiovascular disease treatment.
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Figure 1. The structure of ZDHHC family proteins and their mediated palmitoylation process
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Figure 2. The amino acid sequence comparison between APT1 and APT2 and depalmitoylation process mediated by APT proteins
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Figure 3. The relationship between palmitoylation of NCX1, Kvl. 5 potassium channels and

Navl.5 sodium channels and arrhythmia
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Figure 4. The relationship between palmitoylation of platelet proteins such as P-selectin, Gaq and
SNAP23 and thrombotic diseases
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Figure 5. The process of protein palmitoylation and depalmitoylation and

its relationship with cardiovascular diseases
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