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[Abstract] Objective To investigate the effect of fatty acid binding protein 4 (FABP4) in cardiomyocyte pyroptosis

induced by homocysteine (Hcy). Methods The cultured rat cardiomyocytes were divided into two groups: control group
(0 mmol/L Hcy) and Hey group (3 mmol/L Hcy). The expression of FABP4 and pyroptosis related proteins [NOD-like
receptor protein 3 (NLRP3), caspase-1, interleukin-1 (IL-1B)] were detected by Western blotting. The expression level
of FABP4 mRNA was detected by qRT-PCR. The changes of expression of pyroptosis associated proteins were detected by
immunofluorescence staining. The cultured cardiomyocytes were treated with FABP4 inhibitor (BMS-309403), and then divided
into control group (0 mmol/L Hcy), Hey group (3 mmol/L Hey) and Hey+BMS-309403 group (3 mmol/L Hey and SO pwmol/L
BMS-309403), and the expression levels of pyroptosis related proteins were then re-detected. Results Compared with control
group, Western blotting showed that the expression levels of FABP4, NLRP3, caspase-1 and IL-1B in Hcy group increased
significantly (P<0.05); Compared with control group, qRT-PCR results showed that the expression of FABP4 in Hcy group increased
significantly (P<0.05); Compared with control group, immunofluorescence staining results showed that the fluorescence intensity of
NLRP3, caspase-1 and IL-1{ in Hcy group increased significantly. After adding FABP4 inhibitor (BMS-309403) and Hcy treatment,

the expression levels of FABP4, NLRP3, caspase-1 and IL-1P in Hcy+BMS-309403 group decreased significantly compared with

Hcy group (P<0.05 or P<0.01). Conclusion FABP4 may promote cardiomyocytes pyroptosis induced by homocysteine.
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Fig.1

Protein expression of NLRP3 (A), caspase-1 (B) and IL-1 (C) in cardiomyocytes of rats (Western blotting, n=3)
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