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# E: BN HiTmiR-146a7EEBEMR BRI FERILE . Hik FEEH 6K BEE#IKE HmiR- 14615l
FEF, FEMIRAKIFMTRAFO R FHERER T#iE, FAHARBLREIEmIR-146a2 7 B i#/EH FIRAKIA
TRAF6EH . g5 BT FBAmiR-146aR X 7EH BEH 45 /5 B B _E 8 (P<0.01), KBRIRAKIMTRAF6EEFE K T i 4 fiE
B F IR 8 Bk S miR- 146 57 /5 & F 1 IN(P<0.01), Ti7EE S miR-146a8 207 /5 £ & Wi/ (P<0.01). miR-146a
B EMHEEHIRAKIFITRAF6E H 3 UTRE PR B R IA R K (P<0.01), 4518 miR-146afJH 7 T HIRAK I FITRAF6EE
HERE, FESRRGIRE SRS REPURIER.
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miR-146a expression and its regulation of inflammatory response in rats with spinal cord
injury
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Abstract: Objective To investigate the action mechanism of miR-1462a on spinal cord injury (SCI)-induced inflamma-
tion response. Methods miR-146a inhibitors/mimics were intravenously injected into rat SCI model. Expression of [RAK1,
TRAF6 and downstream inflammatory cytokines was detected. The direct effect of miR-146a on IRAK1 and TRAF6 genes
was testified by luciferase reporter assay. Results miR-146a was over-expressed after SCI in negative control group (P<0.01).
Expressions of IRAK1, TRAF6 and downstream inflammatory cytokines was increased after injection of miR-146a inhibitors
(P<0.01), but decreased after injection of miR-146a mimics (P<0.01). miR-146a remarkably inhibited expression of luciferase
vector incorporating 3’UTR of IRAK1 and TRAF6. Conclusion miR-146a can downregulate expression of target genes
IRAK1 and TRAF6, which plays a positive role in SCI recovery.
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TGC AAG TGT CGT GCC AAG TG
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