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A vitamin D(3) analog augmented interleukin-8 production by human monocytic ce|
response to various microbe-related synthetic ligands, especially NOD2 agonisti

muramyldipeptide.
keuchi T, Nakamura T. Fukumoto S, Takada H
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Abstract

Active metabolite vitamin D(3), 1a.25-dihydroxyvitamin D(3). is a pleiotropic factor and exhibits val
functions, including immunomodulating activities. In this study, the possible regulation of innate iml

monocytic cells by a vitamin D(3) analog was examined. Hum
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es of human Antibodies to prclnma:e 3 prime human
i

(3) analog. 1a,25-dihydroxy-22-oxavitamin D(3), followed by sti
receptors (TLR) and NOD1 and NOD2 ligands. OCT-treated ce|
with various chemically-synthesized ligands. TLR2-agonistic lip|

lipid A (E. coli-type LA-15-PP), NOD1-agonistic FK565 and NO| §

MDP was the highest inducer of IL-8 production in OCT-treated
treatment time until 72h. OCT up-regulated the expression of N|
activation of p38. JNK and ERK in the MAPK pathway. IxkBa in
in non-treated cells. Analysis using siRNA against NOD2 and ir|
existence of NOD2 and activation of the above signaling molec
reated THP-1 cells. These findings suggested that NOD2. NF-
augment the response of human monocytic cells to MDP
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A+ b 4-Methylumbeliferone leads to growth arrest and apoptosis in canine mammary tumor cels.
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