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Inflammasome complex leads to activation of \ \ ) . 10uL (1/50% diluted) of 1° antibody added under respective cell
other proteins such as protease caspase-1 iy e sample (Row D)
- which Ie.gds t(CI)ErIT_]s/tur)atlon of inflammatory cytokine IL-18 . 10uL (neat) of 2° antibody added to match the animal that
ovanolas S produced the 1° antibody (mouse, rabbit, or goat) (Row E)
 Pro-homeostatic lipid mediators that provide cells protection from damage f . Remaining wells are loaded following the Jess immunoassay + =
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» Derived from free omega-3 very-long-chain 10, C3tions A computer program - 3
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2. Do ELV precursors 32:6 and 34:6 free fatty acids (FFAs) modulate the b. °
protein expression? = Figure 7: (a.) Western_ Blot lanes using an NLRP10 1° antibody (lanes 2-9) and an IL-18 1° antibody (lanes 10-17) in
3 D NLRP10 : lead IL-18 : WP 0 control and NLRP10 silenced samples.
: oes expression lead to IL-1c activation® g ' o s (b.) Quantitative results showing NLRP10/Total protein expression for samples using an NLRP10 1° antibody.
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Figure 5: (a.) Western Blot lanes using an NLRP10 1° antibody. O n C I u S I O n S an d R ef e r e n C eS
(b.) Quantitative results showing NLRP10/Total protein expression for all samples
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upregulation of caspase-1 and IL-18 in HNEpC. HDM was superior to D. fari, and D. ptero
HNEpC 80% Confluency ‘ ‘ alone.
0 12 30 min 24 h . . 2. The ELV precursors 32:6 and 34:6 FFA can offer HNEpC protection from inflammation though
- o - downregulating the expressions of NLRP10, caspase-1, and IL-18.
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