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Advances in study on chemokine receptor 2 antagonists
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Abstract: CC Chemokine Receptor 2 (CCR2) is a member of the G protein-coupled receptor (GPCR) superfamily that serves as the
receptor for monocyte chemoattractant proteins 1—4 (MCP-1 to -4), a group of pro-inflammatory chemotactic cytokines (chemokines).
Many researches proved that CCR2 and the MCP-1 antagonist compound reduced the clinical inflammation model disease incidence
rate, MCP-1 and CCR2 play the remarkable role in the human corrosive disease model like artery gruel shape hardening and the
multiple scierosis. Its chemistry antagonist compound with the structural diversity, including 4-aminobutanamide antagonists,
glycinamide antagonists, thiazole antagonists, indole antagonists, disubstituted piperidine alcohols antagonists, quaternary ammonium
salts antagonists, and unsaturated heterocyclic antagonists, has displayed the different medicine activeness. CCR2 antagonists have
good effect on various chemokine-related diseases, and some drugs have entered clinical trials. In this paper, CCR2 receptor
antagonists aere reviewed.
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Fig. 1 Nucleus structures of y-ammonia butyric amide
CCR2 antagonists
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Fig. 2 Structures or nucleus structure of glycine amides CCR2 antagonists
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Fig. 4 Structures or nucleus structure of indoles CCR2 and CCRS antagonist
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Fig. 5 Nucleus structures of disubstituted piperidine alcohols CCR2 antagonist
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Fig. 7 Structures of carboxylic acids CCR2 antagonist
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