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The effect and mechanism of miR-146a mediating TLR4/NF-xkB signaling pathway

in osteoarthritis
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Abstract; Osteoarthritis (OA) is a chronic low-grade inflammatory disease. It has always been the focus and difficulty. How to
delay the progress of OA has become the most important problem. As a key regulator to maintain cartilage homeostasis, miR-146a
has a regulatory effect on cartilage degeneration and inflammation. Toll-like receptor 4 ( TLR4) / Nuclear Factor-kB ( NF-kB)
signaling pathway maintains the metabolic homeostasis of cartilage by regulating immune and inflammatory responses. Although it
has been studied that miR-146a mediates TLR4/NF-«B signaling pathway to delay OA, the specific mechanism is still not perfectly
understood. This study reviews the effects of miR-146a on inflammatory factors, chondrocyte apoptosis, and cartilage extracellular
matrix degradation through TLR4/NF-kB signaling pathway, so as to provide theoretical basis and potential molecular targets for the
treatment of OA.
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1 miR-146a ¥ TLR4/NF-kB {5 5 & & 1)

1.1 miR-146a

/Iy RNAs( microRNAs, miRNAs) & —28 4 18
~25 MHEH R 20 B ) AR <7 AU AR 4 A A 8% RNA JP 51,
FE @AM 455 mRNAs /9 37 -FE#iF X (UTR )
S HHERFRIL, 5] & ¥ 5 F mRNAs (14 [ & . 0 )
mRNAs #AL R B Ao miR £ 5 T 2 B0 4
T8 AN S S5 R A P A . HP, miR-
146 53 5 [E A7 B 02 98 A B R %5 D AH G 1) miRNAs 5
W 2 —"", miR-146 3§ i TLR4, MyD88, NF-
kB I Akt 555530 % S0 HALR RE B 1 R L S
5T 2 R G RERIEHEE B KA S KR, 0 E
A B RAEIL | A D 43 Ak R E DS Al 2 R Y
Pistt . miR-146 A A > T miR-146a il miR-
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BT 55301k LOC285628 LA 1958 2 Mo 1
X3 4 WL AR 2 o M AT BF 55 RIER R miR-
146a 78 I/ ¥ 5& KE S I Al 20 485 09 4F R L&, W LR
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1.2 miR-146a Y TLR4/NF-kB =558 I

OA Jpg B3t A% v i 40 72 1 28 o 7 AR 4
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differentiation factor 88 ,MyD88) , NF-kB & TLR4 &
H R ST R AE ARG S E A, BEBUR R AR
Zf L PR A N NF-«B R AT 5 IKB (4 i &
FOSGHR =K EEARTE. Y8UEREE
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B, 0012 180 B8 5 490 1) e 5 55 B P S5 R (knee
osteoarthritis, KOA) @ sy §oR ,KOA B 2%
o TLR4 NF-«B BN R &m0 && T E™,
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TR TS 1 4 i R R A I TR BE 1% AT e % 4 1
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