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miR - 155 Targeting the JAK/STAT3 Pathway Promotes LPS - induced THP —1 Macrophage Inflammation. TAN Shilian, LI Yanli, HE
Yongxun et al. Department of Microbiology and Immunology, College of Basic Medicine, Dali University, Yunnan 671000, China

Abstract Objective To investigate the role and regulatory mechanism of miR - 155 in THP - 1 macrophage inflammation.
Methods THP -1 - derived macrophages were treated with lipopolysaccharide (LPS) to construct an in vitro macrophage inflammation
model, which was divided into control group, LPS group, miR - 155 mimics + LPS group and mimics NC + LPS group. Real - time fluo-
rescence quantitative PCR ( RT - QPCR) was used to detect the mRNA expression levels of miR - 155, inflammatory factors ( TNF - «,
IL-1B) and STAT3 mRNA in the above groups, and enzyme — linked immunosorbent assay ( ELISA) was used to detect the content of
inflammatory factors (TNF —a, IL —1B) in cell supernatant. The levels of STAT3 protein and STAT3 phosphorylation (P — STAT3) in
cells were detected by Western blot. Results The expression of miR — 155 and inflammatory factors ( TNF — « and IL - 1B) were in-
creased in THP — 1 macrophages induced by LPS. Transfection of miR — 155 mimics group further promoted the expression of the above in-
flammatory factors in LPS — induced macrophages. Western blot analysis showed that p — STAT3 protein expression level in miR - 155
mimics + LPS group was further increased compared with that in LPS group. Conclusion miR - 155 up - regulates the expression of
TNF — o and IL = 1B in THP - 1 macrophage inflammation by increasing the phosphorylation activation of transcription factor STAT3, and
then targeting the JAK/STAT3 signaling pathway to promote LPS — induced THP -1 macrophage inflammation.
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