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[ Abstract] Objective To investigate the mechanism by which the RNA methyltransferase NOP2/Sun
domain family member 2 (NSUN2) regulates M2 polarization of macrophages. Methods Following knock-
down of NSUN2 in murine macrophage RAW264. 7 cells using siRNA interference technology, M1 and M2
polarization was assessed by RT-PCR and flow cytometry,respectively. The growth of bladder cancer cells was
measured with the CCK-8 assay. Changes in the expression levels of proteins in the cytokine signaling sup-
pressor (SOCS)3/JAK2/STATS3 signaling pathway were detected by Western blot. Additionally, SOCS3 was
knocked down,and alterations in JAK2/STAT3 pathway protein expression were examined by Western blot.
Results After knockdown of NSUNZ2, the expression levels of M1 polarization-related genes,including tumor
necrosis factor-a (TNF-a),1L-6,and NOS2 mRNA, in mouse-derived macrophages RAW264. 7 were signifi-
cantly increased,and the proportion of cells undergoing M1 polarization was elevated. Additionally, the ability
of mouse-derived macrophages RAW264. 7 to promote the growth of bladder cancer MB49 cells was reduced.
Simultaneously, after knockdown of NSUNZ2, the ability of 1L.-4 to induce mouse-derived macrophages
RAW264. 7 to undergo M2 polarization decreased, the expression level of SOCS3 protein increased, and the
levels and phosphorylation of JAK2 and STATS3 proteins decreased;if SOCS3 expression was knocked down,
the phosphorylation levels of JAK2 and STAT3 proteins in mouse-derived macrophages RAW264. 7 in-
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creased. Conclusion

STATS3 signaling pathway.

NSUN2 promotes M2 polarization of macrophages by regulating the SOCS3/JAK2/
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