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Figure 1

ELISA (Enzyme-linked ImmunoSorbent Assay) measures the concentration of a specific molecule
(for example, a certain protein) in a sample. We used ELISA to determine the levels of IL-6 Cytokine
produced from differentiated THP-1 cells in response to immune stimuli. IL-6 is one of the major
pro-inflammatory cytokines deregulated in autoimmune diseases, such as Crohn’s.

1. We detected transcriptional activation and pro-inflammatory cy-
tokine release (IL-6) in human monocytes (THP-1) in response to im-
mune stimulation. Pam3Cys, a bacterial lipopeptide, was the most
effective immune stimulus.

2. Based on the results of RNA interference experiments, we can pre-
liminarily conclude that certain genes (such as TRIM69 and TRIM22)
may regulate immune activation pathways. Our findings warrant

ELISA (IL-6) Standard curves further investigation.
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