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Abstract: Objective To study whether N-3-oxododecanoyl-1.-homoserine lactone (3-O-C,,-HSL) inhibits
RP11-367F23. 2 expression in monocytes derived-dendritic cells (Mo-DCs) ,and whether the inhibition is medi-
ated by PPAR gamma. Methods Density gradient centrifugation was used to separate Mo-DCs from mono-
cytes. Mo-DCs cells were divided into four groups: LPS group,3-O-C,,-HSL group,PBS group,and GW9662
group. Cells were collected 18 h after treated,and real-time PCR was used to detect RP11-367F23. 2 expression
in four groups. Results  After 3-O-C,,-HSL treatment of Mo-DCs, the expression of RP11-367F23. 2 de-
creased,and the expression of RP11-367F23. 2 in 3-O-C,,-HSL group and LPS group had significant difference
(P<C0. 05) ;the expression of RP11-367F23., 2 in Mo-DCs cells increased after GW9662 treatment,and the ex-
pression of RP11-367F23. 2 in 3-O-C,,-HSL group and GW9662 group had significant difference (P<C0. 05).
Conclusion 3-O-C,,-HSL inhibition the expression of RP11-367F23. 2 dependent on PPARY in dendritic cells.

Key words : N-3-oxododecanoyl-1.-homoserine lactone; long non-coding RNA; RP11-367F23.2; peroxisome

proliferator-activated receptor y; monocytes derived-dendritic cells
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