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[ Abstract] Objective To investigate the effect of nucleotide-binding oligomerization domain-like recep-
tor protein 3(NLRP3) inflammasome on plasma interleukin-13(IL-18), interleukin-18 (IL-18) and transfor-
ming growth factor-3 (TGF-8) levels in the patients with coronary heart disease (CHD). Methods  Thirty
healthy controls and 60 patients with CHD were recruited. The expression levels of NLRP3,apoptosis-associ-
ated speck-like protein containing CARD (ASC) and caspase-1 mRNA as well as protein in peripheral blood
mononuclear cells( PBMCs ) were detected by adopting RT-qPCR and Western blot respectively,and the lev-
els of plasma IL-18,1L-18 and TGF-B were detected by the ELISA method. Results The expression levels of
NLRP3,ASC and caspase-1 in PBMCs,and plasma 1L.-18,1L-18, TGF-8 had statistical difference between the
CHD group and control group (P<C0.05). Both NLRP3 mRNA and caspase-1 mRNA were positively correla-
ted with IL.-18 in the CHD group(r=0. 327,0. 274, P=0. 011,0. 031) ; ASC was positively correlated with
age,1L-18 and IL-18 in the CHD group(»=0. 370,0. 467,0. 403, P=0. 024.0. 009.0. 027) ;caspase-1 was posi-
tively correlated with smoking and 11.-18 in the CHD group(r=0.613,0. 414, P<C0.01,P=0.023) ;1L.-13 was
negatively correlated with TGF-8 in the CHD group (= — 0. 287, P =0. 026). Conclusion ~NLRP3-ASC-
caspase-1-1L-18/1L-18 signal pathway with the NLRP3 inflammasome as the center may play an important role
in the occurrence and development of CHD, but this signal pathway does not promote the expression of anti-
inflammatory cytokine TGF-8 in the patients with CHD.
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growth factor-8
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