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Figure 3 Canonical activation of the NLRP3 inflammasome
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Figure 4: Fold change of IL-1 mRNA levels in controls vs. high-risk atherosclerotic disease Mean difference [95%CI]
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Expression of NLRP3 in atherosclerotic disease and related polymorphisms
An emerging body of evidence has suggested a high expression level of the NLRP3
Figure 5: Fold change of IL-18 mRNA levels in controls vs. high-risk atherosclerotic disease Mean difference [95%ClI]
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risk, compared to controls.21-23.28.31.33 This is seen in Figure 2, indicating that a greater expression

of NLRP3 in high- risk atherosclerotic disease versus controls.
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