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Conjugated Linoleic Acid Regulates the Inflammatory Phenotype of Microglia via PPARy Path-
way TANG Yue, CHEN Man, CHU Yun-hui, PANG Xiao-wei, QIN Chuan, TIAN Dai-shi. Department of Neu-
rology, Tongji Hospital, Tongji Medical College, Huazhong University of Science and Technology, Wuhan
430030, China

Abstract Objective: To investigate the effect and mechanism of conjugated linoleic acid (CLA) on lipopoly-
saccharide (LPS)-stimulated microglia inflammatory phenotype transformation. Methods: (1) LPS-stimulated
primary microglia cells cultured in vitro were treated with CLA for 24 hours. (2) The PPARy pathway was inhib-
ited by selective antagonist GW9662, and cells were treated with CLA. The microglia inflammatory phenotype
transformation was observed by RT-qPCR and immunofluorescence. Results: (1) The mRNA transcription of
IL-6, iNOS, IL-1p, and TNF-a in LPS-stimulated microglia cells was markedly upregulated compared to that of
the control group (all P<0.05). Likewise, the protein level of CD16/32 was significantly increased (P<0.05) and
that of CD206 was significantly decreased (P<0.05) in the LPS group. (2) Compared to cells with only LPS stim-
ulation, microglia cells with additional CLA treatment dramatically downregulated pro-inflammatory genes (all
P<0.05) but upregulated anti-inflammatory genes (all P<0.05). (3) The mRNA transcription and protein expres-
sion levels of pro-inflammatory markers in the LPS+CLA+GW9662 group were significantly higher than that of
the LPS+CLA group (all P<0.05), while the mRNA transcription and protein expression level of anti-inflammato-
ry markers were significantly lower (all P<0.05). Conclusion: CLA may promote the transformation of
LPS-stimulated microglia from the pro-inflammatory to anti-inflammatory phenotype via the PPARY pathway.
Key words microglia; conjugated linoleic acid; PPARy pathway; inflammatory phenotype
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