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[Abstract] Dental pulp mesenchymal stem cells (or dental pulp stem cells) are mesenchymal stem cells derived from
dental pulp tissues, possessing notable capacities for immunomodulation and tissue regeneration. Macrophages, as key im-
mune effector cells, are prevalent in inflammatory microenvironments and exhibit phenotypic plasticity through polariza-
tion into distinct functional subsets. Hence, understanding the bidirectional interactions between dental pulp mesenchymal
stem cells and macrophages is essential for advancing the therapeutic application of dental pulp mesenchymal stem cells
in inflammation-related diseases. This review explores the mechanisms by which dental pulp mesenchymal stem cells in-
fluence macrophage polarization, migration, and differentiation and how macrophages of various phenotypes influence
the proliferation and differentiation of dental pulp mesenchymal stem cells.
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Fig 1 Cellular interaction between dental pulp mesenchymal stem
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