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Abstract : Objective To investigate the effect of miR-34c¢ on the polarization,crystal phagocytosis and mi-
gration of mouse macrophages and its mechanism. Methods The lentiviral recombinant plasmids containing
miR-minics and miR-inhibitor and their corresponding blank controls (pre-miR-NC and anti-miR-NC) were
used to transfect mouse macrophages (Ana-1 cell),the cells were divided into miR-minics group, miR-inhibi-
tor group,pre-miR-NC group and anti-miR-NC group. Western blot was used to detect the expression level of
Ana-1 cell-related marker proteins. The number of Ana-1 cells that swallowed the crystals were measured by
the Transwell migration test. Results After overexpression of miR-34c, the expression of M1 type related
proteins CD80 and CD86 decreased, while the expression of M2 type related proteins CD163 and CD206 in-
creased. The proportion of Ana-1 cells with phagocytic crystals was (45. 3844, 93) % ,and the migration num-
ber of Ana-1 cells was (80. 295, 18). After silencing miR-34c, the expression of M1 type related proteins
CD80 and CD86 increased,while the expression of M2 type related proteins CD163 and CD206 decreased. The
proportion of Ana-1 cells with phagocytic crystals was (6. 71=£1. 56) % ,and the migration number of Ana-1
cells was (17.63744. 34). Conclusion miR-34c promotes the polarization of macrophages to M2 type,and can
promote the crystals phagocytosis and migration of macrophage.
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