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Abstract: Objective

syndrome caused by the coexistence of osteoporosis and sarcopenia, and

Sarcopenia — osteoporosis is an age — related

it poses a serious threat to the health of the elderly population. The
mitogen — activated protein kinases ( MAPKs ) signalling pathways,
including extracellular signal — regulated kinase 1/2 ( ERK1/2), p38
MAPK and ¢ — Jun N — terminal kinase ( JNK) , regulate the proliferation,
differentiation and apoptosis of skeletal muscle and bone tissue, and play
a significant role in the development and progression of sarcopenia —
osteoporosis. In recent years, various traditional Chinese medicine
(TCM) constituents have demonstrated experimental value in modulating
the MAPKs signalling pathway and influencing processes related to
osteogenesis or muscle atrophy. This article reviews the regulatory effects
of the MAPKs signalling pathway in osteogenesis and myogenesis, and
summarises research progress on the use of various TCM monomers to
intervene in sarcopenia — osteoporosis via this pathway, with the aim of
providing new theoretical foundations and therapeutic strategies for the
prevention and treatment of sarcopenia — osteoporosis.
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H BB FALE (osteoporosis , OP ) & LA BE T %
D SR S H S A O R E B 4 B e, W] S B
B P 8 0 B A XU TH B UL E ( sarcopenia,
SP) J&— M ATV 4 B P ) s L i , e B+ 2
BB A UL T B O R A UL PR g i AR T RE Dk
B W - B R B AME (osteosarcopenia, 0S) J&44
OP 5 SP [F]AFER — M B4R LR G AL, BA H D
SR T RE R IR R, 2 T BOCEH AN B4
R R A 22 BRI AL
fitf ( mitogen — activated protein kinases, MAPKs) J& /& &
TRAFIE S SIm s, 2 5 A Mg 58 i R T R
i NSO, FFAE LB 28 G AH O 4t e v 45 A 45 A
JA™ o JEAER  MAPKSs 8B OS %27k % J b (i 4
YERZ 82 2161, H AT e A 7E OS AL B 5 iy
EE I PR R DL T e iR
SEITHRATTEN A . 4Rk, 353 vh 24 SR vl R
ASE AL P MAPKs {55 38 5 5 00 58 316 i iR ik
S UL ZEGE AT DG A, Ol OS A G B Ui 20 A UL P 58
$IEE 2N e R 17 51 28 1 TN S s O N
MAPKs {5538 B8 TR LA — UL A9 45 R0 K b 2
AR HOL O 78 ARAE — 2538, B mAR B 08
AH I B 2 /0 ALY S0 3R 3059 A9 08 e 2 e, LAIDE Ok
0S Biiva W 7E S AHHT A S8 %

1 MAPKSs {5 28 B

MAPKSs J&— 2 7E A A v iy BE DR SF 1Y 22 2 IR/
HEBRE MR . CNTRE 8 2 Fh 4i i 41
PR, IR A5 o M40 i 2 T % 22 40 A, DT
REE )0 N AR S R B S FFRAS 2
PRI R AEFL S MAPKs T S0 4R
HMIME S 14 1/2 (extracellular signal — regulated
kinase 1/2,ERK 1/2) .p38 MAPK I ¢ — Jun 2 3% K it
18 (c — Jun N — terminal kinase , JNK) , tWFR b W 38075
e
1.1 ERKI12 558

ERK {55538 #6055 40 fs S M5 598 75 B 1 (extra-
cellular signal — regulated kinase 1, ERK1 ) Fl14H fg4MME
ST B4 2 (extracellular signal — regulated kinase 2,
ERK2)2 A, — 572 B R IT 5 _E 204 84% 1 [F]
VEHE, SRk ERK1/2" {2 MAPKSs {55 B 1 24
G S, U BRSO B P R i 2 e ik R [ )
(rat sarcoma viral oncogene homolog, Ras) 45 i) 2% Bk
KR " o 1% E i i Ras — Raf - MEK — ERK 28k /2
NS 5G5S, Ho, Raf Sy sk in o £F 4t PR 3
fiff (rapidly accelerated fibrosarcoma kinase, Raf) , MEK

hy 22 2850 A0 B R (mitogen — activated pro-
tein kinase kinase , MEK) . | JiE 7 1400 35 15 [ 57 /R %
PR IL I ( receptor tyrosine kinases, RTKs) % 5 25 il
G HE B2 AR o ANIF RIS RTKs 40l 2 |
T2 R 2L A HE 2 (growth factor receptor — bound
protein 2, GRB2) 5L JCT[EIAZE [ (son of sevenless,Sos)
JERL GRB2 — Sos &5 W), IF Wil =B IR 5 1 45 & &l
Ras( GTP - bound Ras, Ras — GTP) , M\ I 4K Y i 182 £k
Raf MEK F1 ERK1/2, 354bi) ERK1/2 #—E T
BRI T, Z S A I Al GRS P
SEHEL AR
1.2 p38 MAPK (55188

p38 MAPK i@ 5% 5 ) BREWSTER 45" 7E 01 5¢
FLR 8 D AL I A B i 5L 3 4 A4S p38ar,
p383.p38y I p38d PURMIEAL, Horh p38a J 2 404 T
ZFHZ, p38B FEAFAE THhLHE, p38y A rh T i
JUL, p38S 431 T S AL AR B /M g g A
TRE A Pl 22 e, AR 540 oy BE AR ST, 3 & Thr —
XAA = Tyr” = JK 531, 2 FE 18 A VR 1 5k 509% 7
T PR TR BN AAE PR - B0 22 WA T Wi iR
AITS |, Bl S AT 1G5 R T 2 (activating transcription
factor 2, ATF2)  ALZH i3855 A T 2C ( myocyte enhancer
factor 2C,MEF2C) S5 5% A 1, 2 5 40 08 12 R AE
Ok BRI et e R
1.3 JNK ESi#R

JNK J& MAPKs ZZ 5 H 2R 51, 2 5 40 ML i X%
Z o B A B R A 45 INKT (MAPKS) | JNK2
(MAPK9 ) FI JNK3 ( MAPK10)'7', Jf INK1 F0
INK2 3z 33k, 1M INK3 220 T Kl 48 R 45
O PEAT S AL INK W e, Al AR 4 5% S A T
¢ — JunfESS 63 137 22 H ik % 5t ( Serine 63, Ser63) F145
73 i 22 A BR 5k Ak (Serine 73, Ser73 ) i i A& HE WU R
b, WG HFL SR M5 3 TR RE R PR Gk . 10 %
TE 240 JL W 0 28 v R RO RAEAE T, 2 5 40 A
SN A ST ANNE: - E ALY SUN s A
2 MAPKs 5 Si@ 7 OS iy /E AN &
2.1 MAPKs S EEERE 7L PRIEEIE

BCE I A S 48 B B ) 78 50T 40 S (bone marrow
mesenchymal stem cells, BMSCs) fE45 {5 5155 N4
AR S A I Y 2ok 2 . MAPKSs {5538 A S 4
L PN A T R AL A2 22 R AN IR R A
7,2 SRR S g E R,

JIANG %% F] o — [ 455 28 5 [ 1 G K (alpha —
calcitonin gene — related peptide, ¢ — CGRP) + il
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v T R 25 PR gk R

a2 H I 2026 4E6 H (KA 457 1)

BMSCsJi & B, ERK1/2 71 p38 MAPK % fb /K - 78
30 min ZEATREIEE, A TS5, o - CGRP 455 4 d
SR T d B 20 MR 5 152 1§ (alkaline phosphatase,
ALP) WE P4 3120 41 F166 U + gprot ™, 255 T4 1
20227 #139 U - gprot ' (¥ P <0.01) ; [A] i}, ALP
Runt #3545 R T 2 (runt — related transcription factor 2,
Runx2 ) S5 8 A0 G hR i ) 2Rk 45 R A4 7m i 01k
HE J7Ha5E 5 inA U0126 Fi1 SB203580 5,55 4 d ALP I%
PEAFEZ 220 F119 U - gprot ™', 457 d 4y B B4
30 f1 26 U - gprot™', Bk T o — CGRP 4 (¥
P <0.01) , JFFEREPE R LLBAPED (b 45 . W 5E
ZE LR, ERK1/2 Fl p38 MAPK 1] 625 o — CGRP
A1 BMSCs JUE AL L. ZENG 452 DUBE & 3R
A AT - 1 (insulin - like growth factor —1,IGF - 1)
THRE BMSCs 3 JilJ5 & B, 525 HA L, IGF - 1
H ALP 3P 5540 K & Runx2 B 45 2 (osteocalcin,,
OCN) | A E 40 o 5 P %% 5% Al -7 Osterix (osteoblast —
specific transcription factor Osterix , Osx ) 25 B #H % &
FRBTHR, 257 A8 (P <0.01) ; [/},
ERK1/2 ik FiH. ERK 8 B30 5 PD98059 T i
J&  ERK1/2 KB A R AR AR R B I3,
IGF -1 A] fEi# i3 MAPK/ERK - SOX4 8 B ARE o K B,
BMSCs B 73tk ¥4k A K A F - B (transforming
growth factor — B, TGF - B) 4519 SMAD2/3 {5553 i
SN RS A= [ W f S = RN L E R S
REA: BF 5% $2 7, TGF — B/ & JE 25 & 4= 2 H (' bone
morphogenetic protein, BMP) A 5&{5 5- [k Z it SMAD i@
BEAN B AT HE W M ERK1/2 489E SMAD & 4%, (B4 [FH]
AN 8 B AN I SR AT AR TS RIFA 24—
FTR p38 MAPK 1] fig 2 5 S AR G JAE PR
T~ BMSCs J{B 3632 0 Ft o FH B 60 3 4 3K AR
A (staphylococcal protein A ,SpA) #bF#H hBMSCs #4335
BEAR A AN MUY, e B SpA AL S hBMSCs H 3%
SEAGU O R 3 A ], I BE 51 B 5 1 2 1 e 38
RiET 1 KRB BF B ks, SpA ¥ a9 41
BT HBCE IS B 2 i . HLISE 5387 , AT S
JRESIEE B MR U5 | @R Al fE @ g H A p38
MAPK/NLRP3 $iJ# %% SpA %} hBMSCs il 43 L A
A Y . 78 BMP2 i 5 MSC & fkad 2 v, Ak
WL 1k K 132 1K 3 (atypical chemokine receptor 3,
ACKR3) #3l7] TC14012 "I p38 MAPK 55 [191%
S, 1M ACKR3 JUERE B A FUa #4275 ACKR3/p38
MAPK 55 /62 5 BMP2 43 i) BMSCs i 431k
P . CHEN 22 B8 B, 3R R R (cyclic

diadenosine monophosphate ,c — di — AMP) £ i) A 7 J&]
i T+ 40§l ( human periodontal ligament stem cells,
hPDLSCs) #9 i & 5 W 70 fbo ZWF 5, 1.5,
10 wg - mL™" ¢ = di = AMP 43 5, hPDLSCs ] ALP
Jutn, PERLLYLE N OCN ALP S5 iLE R OCHE bR T FE;
1 h J§ ERK 1/2 F1 p38 MAPK /K FF55, #% K+ «B
(nuclear factor kappa — B, NF — kB) #l ] ] BAY11 -
7082 F1 ERK 5] U0126 R 7330 e T A 7410 i 4=
AL R %S R T BE S NF - B #1 ERK/MAPK {55
A . MR L& =Y (advanced glycation end
products, AGEs ) FJ fE 52 Wi Ji B AH G AR i D RE. I 1,
10,100 g - mL™" AGEs b Ff MC3T3 - E1 21 ifl J5,
ALP 3% VEREAR, B 4575 I8 i 2 WD %, Runx2 |
B — catenin il Oss. 2 F-FH 41 5 36 P 2 3% 3127
CHAN %5 57 87K, 100 wmol « L™ RSB ER 1] 42 5
F#ET 4@ ( dental pulp stem cells, DPSCs) Y} ALP 5%
PE BT f ALP  OCN  Runx2 55 Jf & AH 5 [ 2%
ik; p38 MAPK #1]1 ] 7 SB203580 #1 ERK # il 7
PDY98059 ] Hl| 55 _E RN , $#278 p38 MAPK B ERK &
SRS SRR AL HE DPSCs Wi /bt 72

2% | ,ERK1/2 .p38 MAPK FI JNK i % 7F BMSCs
JCE A AT ORISR T e o Bz P AP
PR T B A DGR R ek, T 2 5 BB UM A 3h 5
AR (HHARAR N S A0 5T b 1 s A AL R
25
2.2 MAPKs 5 S @B AL R E =L

TSIV 2 WU 1 200 i G i 4 40 J 7 1N &b
DRVERS S RN, 28 0 A0 M JR) 40008 s UL P A S
PRI ik 20 R SV B B, B 08 LR o3 A
IR, A RIUEF e B A8
YRR B 2R

MAPKs 2 5 L4z, Horh p38 MAPK 24t
HEJUA: R OB %, TR0 LN i 3 5 1 2C, 4
HEJUA R S R ek ALETE 1. ISR B, Sk
B5 - AN AT B Myod  Mhe 25 i JILFR 359 2
B AR HEWUETE BT 4 5 p38 MAPK /K- fil A p38
MAPK il 5] SB203580 Jii, b3 &4yl 55 , 427 JLAR
JRAILA A R T B 5 p38 MAPK 58 s 05 5 6
p38 MAPK 25 JJLJRPEIEN F ik 98 4%, C2C12 4i g+,
p38o .p38B Fl p38-y [F] il i [5% 7 AT FHLWT B LR ¥ , 4
TR ] ] BEAFAE DB AME L A
WFFEAE7 , p38 MAPK 3l # & S AE S b 2 5 - i L 1
B sl AR UL p38y, il H ANl R - 15
(interleukin — 15 ,IL - 15) Z 51z W& LA - g
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SR FEAR A F R 8 K R a8 3
BRI 2 30, 1 B L INK i 6 A 5 970 i 44 ki v T
e B TiZ 3 10 min J 28 min J5 H XX AR,
.28 min B &5 97 far 241 55 A% 67 i 415 IR B 7 32 3
28 minJ5 7R XU B, 4278 INK (55T ES S
BB 715 T 00 B L& B 72 . MAPKs 4443 57
TE UL H R A —80, BA DP9 3R, INK/
MAPK {55 22 {b ] GBS ) C2C12 1 L 48 it 43 4k, 1
p38 MAPK 7E S IURE T I 8l S LI L R 35 1 4 v
YERIHE B . p38a/B PIE 1 I 15 MyoD/EAT {5

TIRMIE L SWI/SNE S8 K LR 5 B srAS A E
1, 25 LR DR ik s

£5 b, MAPKs ZKIEAE AL I 46 L P A2 115z Bl
BN B 22 AP E . p38 MAPK i it L
WA E EE R, Al fEiE 3 b 1A RECT
Y WUIEPE SR R Bk I (2 LA TR 1805 INKC 3 36 119 125
BESHNUA B T LA M 2 AR A . it — 2 AN
[7] MAPKs 73 326 L 2 w9 sh 2548, w9 LA
PRSI F fE HE HE R . DL MAPKs 55
AR5 UL A R R, WL L

MAPK S5 538 B& 72 i A 55 VL7 4 o B T P2 AL

a-CGRP ] r%m!'.l:%'&%‘(%i}
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Figure 1

Regulatory mechanism of mitogen — activated protein kinases( MAPKSs ) signaling pathway in osteogenic and myogenic differentiation

TGF - B : Transforming growth factor — 8; SMAD2/3 ; Mothers against decapentaplegic homolog 2/3 ; BMP: Bone morphogenetic protein; a — CGRP; Alpha —

calcitonin gene — related peptide; ¢ — di — AMP: Cyclic diadenosine monophosphate ; ERK1/2 : Extracellular signal — regulated kinase 1/2;p38 MAPK: p38

Mitogen — activated protein kinase;JNK:c — Jun N - terminal kinase; NF — kB:Nuclear factor kappa — B; NLRP3;NOD - like receptor family pyrin domain —

containing 3 ; BMSCs ; Bone marrow mesenchymal stem cells ; Runx2 ; Runt — related transcription factor 2 ; Osx ; Osteoblast — specific transcription factor Osterix ;

AGEs: Advanced glycation end products; RAGE: Receptor for advanced glycation end products; ALP: Alkaline phosphatase; MyoD — E47: Myogenic

differentiation factor D — E47 transcription factor heterodimer; SWI/SNF ; Switch/sucrose non — fermentable chromatin remodeling complex; MHC ; Myosin heavy

chain.

3 PHBEEETIFE MAPKs (ESERE M E -
RE AL A2 B T T A
3.1 EERESN,ME OS HXBRERE
EACHES R B BB -5 R MR ) 2l 25 - 1
BAT . MAPKs 5 5 i # 7 19 ERK, JNK FiI p38
MAPK A2 5342 BMSCs J8UE 7 80 E 20 0 i L
R DR A S i s s TR R S TP o K
MAPKs 38 % 2403 B0 P B sl o o - i, o =+

OS FHOC B f Il PRt TR

AR R A DN B AR rp 4R IR v R 2 R AR LA
Wy WANG %6705 B M2 15 g 1l T 40 ok T 40 0
AL A 7 2R TR R A 5 B, X B A 8k R Al e
HEHIT B A AR S R L A A . o RS A
£ 24 h iy MC3T3 - E1 20 i % 5 T Bl 17 3808
HREZR A BONR 7 1 40 f ok P b W I 20, JFAE T d AN
14 dBsfifE— 2 8 p - P38 fil p — ATF -2 & 17K
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v T R 25 PR gk R

a2 H I 2026 4E6 H (KA 457 1)

L PR HAL B FE AT RE 5 p38 MAPK/ATF -2
fF5WIs A K.

LU M 2 — ol AR 4 U 1 9 T B 2% 2 . XIE
A8 ] umol - LT HEZEK AN S MC3T3 - E1 41
B AL Z AR, FF45F 5.10 .25 pmol - L' 1155
W11 JE 5 T4 5d, BERZL AR X ALP 35 ¢ i 2
1.00 FEZE24 0.70, (L 28 1 T 05 43 5 F £ 25 0. 78
0.90 F10.97, & FRIFILH (¥ P <0.01) ;45 14 d,
BARIZH 96 R4l Qe o E /2 OD fH 2y 1.36 fF 22
0.29; L A5 B T HiJ5 435 7+ 229 0. 50 1. 06 F1 1. 40,
B TR (3 P <0.01), qRT - PCR 45 875,
BRI 2H Runx2 £ Osx mRNA AHXF £ 15 & 4 B 4K
0.46 F10.52; 1125 f T W5 Runx2 A X} 23k & 43
244 0. 68 .0. 99 F1 1. 38, Osx mRNA A%} 32k & 43 51|
29 1.53 1,31 Al 1. 12, ¥ K [6) FE BF 5 i Al 4
(¥ P<0.01), HLHI F,10.25 pmol - L™ [l Zs Wy 20
p38 MAPK £ RIA] i , INK IR AR R 21 T = , 1
NPT B SIE & S UNZARI) A=k e RN 2
55 JNK #1 p38 MAPK i@ J{#0% A ¢, iy 0S A G H &
W T I RS

TEFAEH (icariin, ICA) S22 F A1 FE2E M
Z— AW =R 1 (Teariside 11,1CS 1)
FIRE B B IS M. YAO &7 BF 5% B R,
1 x10° mol - L™" ICA H1 1 x 10° mol - L™" ICS II ¥4 1]
PEER B BMSCs BUH 0k, 8 T B 4 R R
ICA FIICS I 4b 3 4 .6 .8 d Ji5 A] 7E A [A] B ) 45 - 97
Runx2 OCN &AL EHF1E, ICA AT ZE 90 min
14 ERK 1/2 B5#R4L, ICS [ AT 7E 5 min 1 60 min 14
5 ERK 1/2 #8216 ; in A ERK #iji i 7] PD98059 J5,
ERK Jz Runx2 ,OCN & p{ B AHOCH8 45 235 T B, #0R
ICA F01 1CS 1T fi¢ #F BMSCs i 431k 9 4F 11 7] B &
ERK 1/2 38 FEITE A Ko

WS RPN FEEE R Z—. QIN
SELOCEIRSE S B, B AT HE R PR P OP 4585 v
BMSCs 85 704k, H-AM i G 70k s HEBI A AH 1,
BT U B R 15 2 s, FOZE AT RE S
p38 MAPK ji f&855 BU — IR /AL A G, A4S
ok OS MG H R/ B Tt 2%

FER T (eucalyptol , EU) J& —F B 44 /b 4, LEE
UG B, Sumol + L™ EU B8] 42 3 MC3T3 - El
S A R o3 A, 3R B Ry R A DG R R M B 1 R IR
JnALP 4 3855 5 fil A 10 umol « L' ERK #1711 5]
PDI8059 Ji5 , iR L f A5 32 B 5L o 4 N SE 5 i
7,5 8 50 wmol « L' EU &b FHBE T 11 2 #i& 7. AF A6 1

10 d JE A fegha A O] EU B4 i 7R ]
B ERK BERRILA K.

P BE R O S B O T A J8 T Tl AT — RE E Y
SLAili, LIANG 261 F R TR AR (ovariectomy , OVX)
KB OP FEBIFN BMSCs B H 7 BB AT B S, i
HEUE s LT B B8 b5 . BMSCs J85 731k S p38
MAPK 55 5 4 J7 T PF M B 55 O i 7R T oF
FEARARN , H 0 6 P] RETGGE OVX A G H 0
b ) BMSCs JUH AR, HoAEHI T AE 5 p38 MAPK
TR T K

PIARRRE — R KON 2L 45 1. ZHOU 451 15
W B PR 15 OP BB v B, B B R ) i3 B &
P B IREZ A SR E 50,100 mg - kg
R T , i BMD H (0. 16 £0.03) g - cm >4}
MFFE(0.27 £0.07) F1(0.30 £0.06) g + em >, B
BMD H (0.14 + 0.03) g - ecm™ 2 % F+ &=
(0.24 +0.06) F1(0.28 £0.05) g - ecm >, fEG 112~ I
2R HAGI R L (¥ P <0.05) [, B2
T S FE K AN R S MC3T3 - E1 41 {3 5 | ALP
TEPEFNE A RE )T B, 5 i {185 B2 iR 4 1 S A4 AH O
% H 5 (low — density lipoprotein receptor — related
protein 5, LRP5 ) | 4 Ji & it i 8 i — 3B ( glycogen
synthase kinase — 3 beta, GSK - 3B) & ERK tH%1{5 %
T, B TR R T I 3 VAT A0 A U R B
WA 55, IF o OS B QIR /Y T A
FIM—ES %,

A NG S B R A LA ] R IR W A — E B
FME. FRBITERY, 5 OVX BRI AR L, #h B IR
SR A ATEERE TR AL A T «B 2R TE AL
FH4A (receptor activator of nuclear factor — kB ligand ,
RANKL) 5 5 (% % & 40 M 2B 80, JF B AR 05 M 4R
(reactive oxygen species, ROS) 7K - | #3752k ki 1K T e
LA ERK/MAPK #H3C(5 5, T2 00 NFATel 45
OB oA R A SRR R, MR S
A AT BB A 4 A A B — MAPK Sl i - W i,
[DE i SEREEAW LT
3.2 RS, E OS HXALARIR

0S JfHE OP, M2 & i S LA Fii LR
FEOFAFZEEIE. BB, TR 2 BT 78 OS AYTEdE AN
IO Jey BT FSC B P, 30 o7 D T X JUL P 2 46 1 L A
HREWGR 2 . 5 A AFSEAR L, I A AR T
2 L RGE 2 MAPKSs 38 B 4 80U 43 Ak UL IR 22 46 1
WFFEARRT D> AHC AR AL T —EMdlE . ZHANG
SEUOTTE C26 SR /0N B VE R BB R v R B, b B
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JES B A AT GE LA ZE AR AL, AMEIR R A
LT 18 d Ji5,15 F130 mg - ke ™" LM NUT R/ AAT
SR (0.53 £0.02) % F#1(0. 54 +0.01) % 35 5 2
iR TAEARIZH 1) (0. 45 £0.01) % (¥4 P <0.01) . ALHiIBF5E
WoR AT S EER A 7T 5 TAO i 1 (TAO kinase 1,
TAOKI) 54, K& & % 8 Kd 24 5.65 pmol - L7, 3F:
] 520 TAOK1/p38 MAPK/ X 3k HEZE B 03 (forkhead
box protein 03, Fox03 ) i 15 1k , #2725 #b B I 57 1 i
A PR P R TR O L P 25 4 i 4 AT BE S R A
LI PR K
3.3 HHAHBEETH OS WIEREREMRTRE
A B ST W, Hh 2 Bk 22 MAPKSs 5 (% 4 425

B o3 A B8 UE 3 AR X 5 2 i S ULk LA
LA S - WUEAR MR TS AT BRI A B i
A R RE B AR R O A ] 2
B4 F AR, £ 2N ALP 3E M 0 fL BE 7 M Runx2 |
Osx ,OCN &5 B b3 a5 1 22 A6 07 1, $2 78 Ho vl fE 2
5 08 W UGN I I 4% . e ZULIA e, T AR
JI B F 5 22 R IR T A A1 I8/ 1 2R A T L OP 2y
P A5 R sl P S L PR 22 4 R 1 AN fiE LR AR
% 0S4 - JLBUCE AR A, MR A R T AE B -
JUUIR A 45 45 B vk — 2 B ik . L b v 24 LA T
1 PR MAPKSs {5538 B2 WsCE - MO 2 A9+
PALH], WK 1.

R P2yl i MAPKSs 55 8 BRI R — VLS R -+ BTRL

Table 1
MAPKs signaling pathway

Intervention mechanisms of traditional Chinese medicine monomers affecting osteogenic — myogenic processes by regulating the

LREZEEREN WFSERLT/ X 5 A F 3 1 FEEM
Bz BRI AR BN RS Nl T4 p38 MAPK/ATF2 FE I BB A0 G 58 A0 e 4k, B 9E p - p38
TSI A, WL 11T 8 40 MAPK (ATF2 /K3 $R KXt OS BIE A LA B
A [HESH M EH
iz HyZE R AR VE S MC3T3 - E1 41 it JNK/p38 MAPK 85 ALP SE MR- 45 T T A AE /7, 178 Runx2 , Osx
oA S AR R S5 B INK B8, p38 41 J5 £ B A5 Ut 55
TS R AR A1) BMSCs i 4 AL g ERK1/2 1% Runx2 ,OCN 25 i B Fr &4, I-1E 3 ERK1/2 B
Ak, $ 7R Ho 0T fE s 5 BMSCs BB 43 1L Ak J1, b OS
AH I T B A (B PR AR
A0 WEIR I P B BT 55 A AH 5¢ BMSCs p38 MAPK {23 BMSCs [m] BB J5 [ 434k, 7400 i) JH: ) i Js 448 M
BB — U 7 s 77 w534k, TR 52 5 B 346 74, T 0S AHOC B
FR R TR AL — e H A
P mtet] AR PRSI S A0 B 5 A AN T B ERK $2H ALP Runx2  Osterix 5 B 41 t5 ik, Jf 39 58
il ERK B2 1 /K-, TR 3E 5 T8 A%, e 0S i it
T BEAE G Bl A
P 3 o 2 42 OVX K BB BT 3 #5280 & BM- p38 MAPK W OVX 53 1 2%, 195k BMSCs i H 7 1Lee Sy,

SCs Ji 2> fLAsE T
b B B3R35SR 2

OVX 558 & R M A )t RANKL
V3 0l A A R

FME g S8R AL

ST AR S JULIA 25 i 6 7

Lrp -5/GSK -3B/ERK

ROS/MAPK/ERK

TAOK1/p38MAPK/ Fox0O3

AT MR R R AT K 0
BHRHE

Pk S0 AN NS T S A AN AT A, I 6 A A 1
3, T OS AR BB B fst AR A 3

B OVX 3198 Z 5, il RANKL 5 S ) 1 448
N A I, FFREAR ROS /K, I OS A5 & ik
S A A o 4

il TAOKI K H T p38 MAPK/FoxO3 {55 fk,
GNP ZE AR R L , T B OS A G LA i
TRERIILA R

D 5 08 OP N

ATF2 ; Activating transcription factor 2 ; OVX; Ovariectomy ; OCN ; Osteocalcin ; LRPS ; Low — density lipoprotein receptor — related protein 5; GSK — 38 : Glycogen

synthase kinase —3 beta; RANKL: Receptor activator of nuclear factor — kB ligand ; TAOKI ; TAO kinase 1;FoxO3 ; Forkhead box protein O3 ; OP; Osteoporosis ;

0S ; Osteosarcopenia ; ROS ; Reactive oxygen species.
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