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[ Abstract]  MiR-138-5p is a microRNA that plays an important regulatory role in the pathogenesis of osteoarthritis.
MiR-138-5p regulates various biological processes, including inflammation, cell apoptosis and proliferation, and matrix
degradation in osteoarthritis, by modulating signaling pathways including nuclear factor-kB, Wnt/B-catenin, and
phosphoinositide 3-kinase/AKT. This review summarizes the research progress regarding the mechanism of miR-138-5p in
osteoarthritis.
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Figure 1 Impact mechanism of miR-138-5p on osteoarthritis ( OA)
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OA Y J&AE S 0L AN T HE R T, il 4 R 2 R B,

miR-138-5p i ¥ HE 0% 41 il 45H 41 il /2 CHON-001
HATDCS FARAED 53Rk, I8 40 M ) 98 hE S
AL ( cyclooxygenase , COX) J& A B AT 51 AR #Y
HER  EAAAEM AR, —F BA AR F A
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2RI R, B NF-kB; IkB [ fift i, NF-«B
AL, 5 DNA 256 WoE T e L R % 5k
X Y PR G i 22 b R RE A BT 00 T AR R AR
PEVHAT N, A BF5E K B, miR-138-5p AT LA il
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Jil NF-xB 2 FTE R, NF-xB 8 FE S 46 5
H NF-kB 38 i 1 T 5 5 o0 1, B4% iz 2 240 A%
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5 1B 73 B G AL B N, 1T S AE 4 PR 11
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3.2 miR-138-5p 5 Wnt/B-catenin i &
miR-138-5p i 1f Wnt/B-catenin ( Wnt/ B — % ¥
FR [ ) 3 I R s P g R A U AR S AR 2 AR
PR 46 T Wt 25 5 40 A A it 2R
FI (Frizzled ) G2 4 &, Mo B il W 35 H 89
SRIBFISZ IR PEMELE & il & Y Frizzled 20K
T SO s 2 1 A2 A0 5C & ) (low-density
lipoprotein receptor-related protein, LRP) ZZJ% %, it 5
HIEWME A, WA Wt {5515 R S5 TR
Frizzled-LRP & & WE i, 2 5 3L Disheveled %5 11
I, #F—2BiL1E Axin-GSK3B-APC & & WIE L, /b
B-catenin [% f#, Wnt/B-catenin 5Z #l ] B}, Axin-
GSK3B-APC & G i B-catenin B IR 1k F1 FE fiF
Wt 15 5 ¥ 1% 5 2 Disheveled #7%, BH IF Axin-
GSK3B-APC &5 WK WL, 18 /b B-catenin FEfiF, >
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Axin-GSK3B-APC & & W f# & J5 , B-catenin JC i B
AL Bf# . 2 W) B-catenin 2 E A4, 35
T 2§ 5/ itk 00 38 58 K ( T-cell factor/lymphoid
enhancer factor, TCF/LEF ) Z % i % % N ¥ 45 &,
X—EEW WL B T Wt/ B-catenin Wi ] &
(et S3% | DT 52 1 40 it i i R g FoT A,
miR-138-5p A LI5S Wnt 8 %5 5% (41 Wntl ,Wnt3a)
5% B-catenin FHEAEH, RECXLEF F 1) mRNA R
S B, AT ] Wt/ B-catenin 38 BRI
Wnt/B-catenin i} 5 & 16 1 5 98 () & A= % R AR
X, miR-138-5p Y L & 3 ] Wnt/B-catenin i 8% i
%, 0T 0 S e R 400 B B AN 4R 28 miR-138-5p
A LLEYE Wt/ B-catenin il 1% 2 58 4 2145 4
B2, miR-138-5p i £ 5 & & M # Wn/B-
catenin {55 538 [ AH OC 2R 1 3R 35, 1 miR-138-5p #l
RUNX2 [R] s 2 36 )3 & 17 X Al T, $2 78 Wi/
B-catenin {5 5B HZ 5 T miR-138-5p/RUNX2 X}k,
AR AL B P 0 7E OA N BB P W/ B-
Catenin 18 BRI | € 255 8 5w 40 L 1) B R 2y
Aif A B 1R AT H AR P B, W/ B-
catenin {55 I 47 ZL UG 7T REAE 34 50 5 fige R0 o
OA"™' . miR-138-5p A L {i Wnt/B-catenin Ji }%
K2 ( B-catenin Cyclin D1 Fll cMyc ) Fihmi /0 |
REEARRR B A ML T
3.3 miR-138-5p 5 PI3K/AKT if %

miR-138-5p AJ 7§ PI3K/AKT i %, PI3K/
AKT 38 5 B0 980 2 rh 240 L A A A T 5 sl 4 i 1] 5
5 HAR O 4 32 A (G s 2 TR W 52 A ) 4 A il R
fyter s X — A A 2 ik R 22 R R B AL, AT
AR TG 515 5 BON I Z AR 5 B IR EWLRE 3-
P (PI3K) i E— 22 30& PI3K, PI3K JZ& PI3K/
AKT 3 % 0 DG SR il , B4 40 LR 1) 18 O T JUL I —
45— XU 2 ( phosphatidylinositol-bis-4 , 5-phosphate ,
PIP2) B 1k O i B WE WL BE - 3, 4,5 - = B
( phosphatidylinositol-bis3 , 4, 5-phosphate , PIP3) '/ |
PIP3 () B B J& PISK/AKT 3 % #4111 56 B A s
PIP3 J&—/MREAF 5007, EAE4i M F Ry PR S|
BT IGEAGF LRI, PIP3 /RN (500, &4
SRR WL BE AR M 25 11 U5 - 1 ( phosphate inositol
dependent protein kinase-1, PDK1) F1 P4 P fi2 it & B
B [5] T, B§ 2/3 ( pyruvate dehydrogenase kinase
isoenzyme-2/3,PDK2/3) , X ¥ H M B IL M = 5
AKT (3% . AKT & PI3K/AKT i 8% 19 4% 0 8400

B, HOOE Ja nT DL 5 20 M 34 A3 R
R P A ) 30 6 240 i 14 1 B e A AR 3
BB XTFE, PIBK/AKT i f& Pk fE7E — 2 1 )2
AL, A B T4 3 ot BE s Y, ldn, PDKI
AIERIE PTEN SRR /D PIP3 3k | E MBI 1%
WG S AL S SIRT1 A Sy 2 b ysg 4 i 4 7
PTEN [ —Fh2s Z AL 1 5 % & PI3K/AKT
T 1 0RO BRI R o A A K RN AT
W O S IE ], miR-138-5p 114 Bk 2k 43 B AI%
PTEN 3k, 33844 SIRT1 #3% PI3K/AKT i &« |
HE—2 A2 i ECM FEAF , 10 30 A 4 | Jiang
LI A T R R A 45 , T Nintedanib A 11 i
OA i HSE W 4 A ML AR Ak 300 1 T 4 i 2T 4
AL Rl 3 MAPK/PI3K-AKT 3 B& /0 56 15 3 B
AR HH AR OA FFHIE AL ™' IncRNA TRPM2-AS J&
—FP AT LA miRNA ABUE LAY Cui %7 38
WP R B S L RGEY] T miR-138-5p 5
TRPM2-AS Z [H) £F 75 i B H B & 59 572 AH O¢, miR-
138-5p A K I PI3K/AKT/mTOR 15 5 18 B& 14 5% it
P, S8 OA /N B Al 8Urp T R I R 4R
FEEBBETE R TR JEOR X A R AR, 3046 OA
YLLURAEFECE A T

miR-138-5p ] LhRESE KAl 5 OA A CHAS
S, HAE OA 1 & R LA B B 4% 4 1 1)
A, AL 2R H 2 R W, 54 15 2 A& 540
BRI — IR ARG .

4 FHESRZ

BT R R RTR IT MR AR 2 — A~ 2
T FETH PR AR A, ok 2 B o HL 2 i Ll v o 52 4
B IR 697 7 9T RO, iR 7 4 BT A
J7 M . miR-138-5p O 7F il =4 fh & B2 s
2 U MV 2 A S B R ) Iz IR Y, T AR
PPk 2020 TR A A B 24 S AU 0 1 TR 75
EETRAR R, BRI Z W58 UE 52, miR-138-
5p 78 OA HyZs i R e 2R A, & nT DL i
PERAE AN T 5 R A R O A S A R S
JE AR E B2 R IR AR, 3K — i B2 P NF-kB ., Wnt/B-
catenin, PIBK/AKT {5 S H g = 5 Hep, KT
miR-138-5p 521 OA HLI 95 24, HA TR AR H
WFFEA REAE A RIGTT OA AL 76 1 o5 S S i
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