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1. Background 4. Immunocomplexes (IC) trigger TL1A production in antigen presenting cells

* Neutralization and blockade of soluble and membrane forms of TL1A, respectively, by A. Human IgG-based ICs can induce TL1A production in human monocytes A) In vivo study design in C57BL/6 B) Anti-IC ADA in mice primes for boosted immunogenicity to
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