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ABSTRACT

inflammatory cells, pannus formation, articular cartilage destruction, and bone matrix destruction. Therefore, improving articular

Rheumatoid arthritis (RA) is a systemic chronic auto-inflammatory disease, characterized by infiltration of

cartilage destruction has an important impact on the treatment of RA. Chinese medicine has a good application effect in improving
cartilage destruction of RA due to its characteristics of multiple components, multiple targets, high activity and low side effects.
Based on this, the author reviewed relevant literature to summarize the relevant research and mechanism of Chinese medicine and
its active components in improving RA cartilage destruction. The results showed that Chinese medicine and its active components
can improve RA cartilage destruction by regulating inflammatory factors, phosphatidylinositol 3-kinase/protein kinase B, Wnt/3-
catenin, nuclear factor-kB, mitogen-activated protein kinase, Janus kinase 2/signal transduction and activator of transcription 3/
vascular endothelial growth factor, microRNAs, fibroblastic synovial cells.

KEYWORDS rheumatoid arthritis; cartilage destruction; Chinese medicine; active component; improvement
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P3RS PRIGTT B — PR PN B 2 2
PR R R D RIE SRR A 1R RA BB BT
T EAT B BN RCR o BT I, 283 A B A O ST
VA o 24 R G A B A RA B R B VR I
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1 RAREBIFEIHLE

HAr, CHZMAMEE 25T RASCE IR
AR, 0 98 2R A [ T o (tumor necrosis factor- o,
TNF-a) . 14014 % 1 (interleukin-1,1L-1) IL-1B F1 IL-
6 1] 38 3 I 2 AR S R I B A R P O S
Fefp, ZMES Mg S S THE IR, nwismt
ATV 3- 38 Jif /2K 1 34T B (phosphoinositide 3-kinase/pro-
tein kinase B, PI3K/Akt) {5 518 4% 1 52 Wil 5B 4 At i)
T F W, # K F «B (nuclear factor-kB, NF-«kB) {5 51
6 0T b L 4 )R R E B 3 (matrix metalloprotei-
nase-3, MMP-3) \MMP-9 fil MMP-13 [ ik , 80561
T B R R EHR R, JE4R A RNA 1] 520 K
H IR, 1/ RNA AR 4 20 B 08 1 Fn s B i
FWFTE RS , LT LA Vi S 20 i UG P < 43 48 i ek A ST
T 3 R R B RO AR R TR B R R B R A
IR AT B R B S PR AT, RA B A BIESR
ML 532 2%, B JE R R A R 2 2w e, B
IRIREIRAILSI H AT AR 58 2B, 555 i — 9% .
2 HAHREFERSEAE RARKBHIFHNHEXE
F 51
2.1 IAEREREF

WY IB v E e NN o) I DD el AR
J5 300, BT PRI A D5, R BT AR 259
DU AL I S s T 7R SR S 515 & (collagen T -
induced arthritis , CIA) B8R B (O RAAH 5T 10 5 ]
BPIREERY)  SET SAER , H R B R d, RARAE OK BRL il 7
M TNF-o IL-18 . C S 25 [ L LI ¥ I E A e 1 0
PRI IR A R AT, AT i B 4 2 i 0 4 S5 AR A
R H I8 (mitogen-activated protein kinase , MAPK) {55
A 46 VPRI 4 A L PR 1 = 2, DT IR 3 4 45
FRLT AL R R IRLT AL 1) EZE T, A BUE bt
SAEF, o]0 A 1T RA AR K R AR A 3 il ffE
RAE 40 B A 19 7K S, 41 MMP-13 . MMP-3, MMP-9 |
TNF-« . IL-1B \NF-kB.IL-6 I F 51 i % E2 4%, B 3% RA
WA, IR E AR M F G RN, BAPR .
PrE AL G VR /R, Rl i R IR 20 A PR 7 (40 TNF-
o IL-17 IL-1@ 1 IL-6 ) 7K P S 41 i 55 i 8 OG5 %%
FEY s TS S T BRI — R A B, RT] IL-
LB AT, R ALK B 2T 2 A i 200 i o 5 PR 7 TL-6
TNF-a . IL-8 . MMP-1 . MMP-3 Il MMP-13 1) ik 7K -,
NS =g 27 S
2.2 AEMEKEEE
2.2.1 PI3K/AKt{F Zil B 77 BEEEJ2 N7 18 42 I
B RIS AT EY . BFE B, 5 B8
Pl PI3K/Akt {530 B 16 4, T IRAE 98 T JE P (4 Bax)
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JKF-, bR A SRR (40 LC3-1,LC3-11 , Becline-1) Fidi I
T3 (Bel2 Bel-x1) 7KV A i A 05, DT 2dcst
RABCE WA, 228 22 N AR ZE TP R U —Fh 2
Wy, ELAT 22 Fh 25 B2 b Rl SE 2 9 ) PISK/AKe {5 5
T P, 75T AT AR T R AR R T, AT 23 CTA
BREAY /N B ST 9 i AN BCRH IR, 3L P B DR
BLAE 2 rh R I —Fh AR B 2 WAk S, AT E A
) 50 2T A A T 400 L v PISKY Akt {5 5 3 6 3% M, sk 20
IL-1@ F MMP-3 (#9745 , T & #EBT R AEH |, el s
MR, R MR 5T B R B B R TR AR &2
PRI VR Af | Sl AR B K P S 2 W, Tl R
PI3K/Akt/ B A% AR U 5 B K, (2 ik LT A i o
YHMLIE T, T R PRSP RAE T R T A
R TR el A5 2y, mlaE ) PISK/AKt {5 538
I CIA Y K BSGT M B4 2 I 8 N R AR K TR 7
A (vascular endothelial growth factor A, VEGF-A) [it] &
K, T & FEBUB B 08 A4 VR T, D CIA AR A R
ST NE IH G A A B R R, 2 i e
BRI, AN ) B2 h AT R R KU
FEL R ANZH R, AT 58 3 PISK/Akt {5538 1%, 4] 56 45 4K
B LU B fL PISK |, Akt 25 1 FIHJH T 28 11 59 U] U Jje K
75 1 i 3 (cleaved-caspase 3) . cleaved-caspase 8 L M IL-
6 .MMP-9 . IL-1B . TNF-o 2 [1 1Y 35 , DI 235 4B i
IR, LA i 22 W 0T 3 2o 0 ) PISKY Akt 15 530 [ 1)
P, #0H MMP-2 . MMP-3 . MMP-8 Fll MMP-9 1) % ik ,
it Vi RS A SRR R ARl DA 4G /N U RAMY
2.2.2  Wnt/B-catenin {5 53l [ 5N 3L — 47 (diallyl
trisulfide , DATS ) /& A R 25 v U A R4 oy, BA
LR BrA LS AE " HAT3E 0 ) NF-«B . Wnt {55
T O RABCE IR, AR R, A0 5 R T
DL 1 Wnt/B- 28 3125 1 (B-catenin ) {55 18 BRI 12T 4
R T RBS 4 L ) 4 5 DA A RE S INE L AT i R
W B A R B R AR CHRE AR
T, HF9E BN, BE LT O B AR IS I0E H
Wnt-3a N HTEA A A 2 B-catenin 323K 7KEH A I
FRAR , AR AE R NS , BB R ™, iAo & B,
R T AR RA S IS H IL-18 F b, filf 0 40 41
B-catenin , MMP-3 35 7K V- FEAIG , 40 i A0 3 5 5 401
U/, TR 3% RA FR BB AR

2.2.3 NF-«kBfF5ilg W98 os, 2280 R Al s
FI R ] NF-kB 55 38 PRI IL- 18 175 5 (1 15 30
YUMIIE T, X RA FOE BE IR AT AR AP (1 AR ™Y, AR A
PITiE B & AR A I FR R IO — FP AL & 4, P98 o L 4R
A N TR B AT k2D CIA AL/ BRI ¥ H MMP-3 Fl MMP-
13 (3K, Fm 4 NF-«B {5 5 B i RA #0E i
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W, W ORI B ORI R BT, v]
1) p65 , il NF-wB {5 538 B 0 |, W05 SO0E I
NI A3 RA R IR, AT HORIR T AT AR 4L
I ZE PRI A , W85 CIA B S H i B4 21 7 Rho
AHOC A HIEE 25 1 e 0 e, TR IR AL LBk R 1 2
BEWE IR B L 1 WK 1k NF-kB p65 (p-NF-kB p65)
FIg2 R, TTTBELIET NF-xB & A 2R A7, dE Mz RA 5|
A 1 T MEEE A A OB R BRSO S A R R T
I A NF-kB 3 1, U6l/0 4 0 A T K B4R 4t i Y
MMP-13 ({7 P A AL T, AT & R4 3K
HRVER™, H R R R R 2
i, AT CIA B/ N FRER OG5 A NF-kB p65 . p-NF-«B
p65 . kappa B il il [l 33 o/ (inhibitor of kappa B ki-
nase o/B, IKKo/B) Fl # 2 1t IKK /B (p-IKKa/B) Y £
ik, JE45 NF-kB {5538 [ i 80 |, 15 17 2038 CLA B A /)N
BRI CE BREIRT

2.24 MAPK{F 5l —FAAMEHEAS TR
ACE M TR B ARE A BT, MAPK {5538 % e
SRR A G AL ARG PR AR 15 S R A
P FIE R B PR Ak, A R T /AT 1, 32 1T 35 3K
HAMEIA T A R Ry A B
S A I EALY) , AT INK/MAPK {5538 #96 M:
W AT A R A M R R 2B R
PRI, T 3E i 598 2/ MAPK/NF-«B {5
S B , U MMP-3 . MMP-13 25 (1 19263k , AT &
PRI R AR ™ AT H B AT 2y H R BT
ZH B, T I R MAPK {5 53 %, BRI CTA A K B
O g R A4t B A0 98 B R AN P38 R 1 A IR AL
IR, BEAR ML T C SO0 8 1 TNF-o IL-17 KF, 20
BROCTT 1 AR AE 0451 A S B B R

2.2.5 JAK/STAT3/VEGF {5 Zili i HAAT 25 R B
R ATZY CH R JRREE A2 22 R HTEE B AU
L. 2RSS K B AT 24 B W] 2ok JAK
2 VA5 5 2 T AN SR P 3 (Janws kinase 2/signal
transduction and activator of transcription 3, JAKZ2/
STAT3) {5 5 i@ # #I ] MMP-1, MMP-3, MMP-9 /I
MMP-13 (335 , B T OB R o SR 3% h SR
TH M eSS ARE AR HE JINE S =L
AR R, TRHE ISR IR, S A S T 5E ) JAKY
STAT 15 51 B i TNF-o,. VEGF FIIL-1 AYFEIA , W42
RA AR K B 9 i S5 b AR 05 0 AU 72 %6 RA Y
TG Y7 S 3 4 17 JAKS/STATS 15 518 5% , 1 55 4 Jit
S 6L I, 400 ) T S 20N R B, DA Rl A e RS R
FEE 240 A 252 348 A 50 O T B I G U AR T, S
TR B TR TP R IO B ok i —Fh BRI 5
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AL 3E ] JAKL/STAT3 & 4% A A4 i 98 5E S, A
M2 RA SRR BRI Al B4 . 98 R, 40 A7
T 5 AT o R E TAK2  STAT6 75 [ A 223K, i3 RA
B/ IN B S RE SN, N TR AP ™ B e 25 R 370 £R
e PR SR A RS B R A, AT A A ] VEGF
S T RO L Ol CIA RN BB 56 Y i K i
AR A0 DG T R A BB A, DR G T B I IR
FREE™,
2.3 THERUNRNA

/N RNA & — 25 K8 2 20 MR 0 4 A i
RNA 73F o BEARJIE A 2 A A $2 B A 8808
43, AT IE AR IS A B A MAMA miR-20 A FIA ORI
YA, G AF A T g S A7 A R AR AL AL, v]
14520 Bel-2 \Bax . caspase-3 Fll caspase-9 #ik , T 4K H
AL miR-98 A 3A | DA T 1G5 K1 4 LI 4, FR 3P R
B W 25 1 PTaE L b miR-337-3p Rk,
VEGF 15538 i 0976 M, vk /b CTA BEAY /N B il 87 55 14 A=
J, DT R FE O AP A0 VR
2.4 AR T HREBIRAA

H HTTA A AT 2R RS20 O TE RA A & L v e
A FH < WE R A i AR, SUnT i s o O R
8 I TR A ik T %) R 0 77 A B TR D1 200 1) B
J N 5 V2 AR - R A BT R R DR 9 2T
T RS 441 i % A B K B MMPs (4l MMP-1, MMP-
3 MMP-13) , 3 S TA Sy J2 BCH FE T 4 ik ) o 2
FIO R R A R DR A TP AR B — R 2
J5, AR IL-18 . IL-6 . MMP-9 . MMP-13 45 2]l Jfd Al -7~ 1)
FEIR 5T AT A Vi RS B T AT 9 2 2 A L T
OB BIREIRN 25 BE R AR HL A0 i g BE AR i e
T A TR A B TR BT AR T AR M P IL-18 L IL-
6. TNF-o Fll MMP-3 it 335 S 43 Wb , DA T ikt 4 e 4% i
DL RO 3 I TR e R, BB e L O 1L il
H 5 BE B AR, AT A0 2T At e 4 L e 8 5 DA R 8
JiE R F TL-1B8 \ IL-6 .\ MMP-3 Y 3K , DA T U 58 1 5 48 i
FERE R,
3 L5iE

RA SR PR 150 7 5 A48 M B S e e | ih
T RABCH G 0 IR AL 9 AR 58 2 A , BUER YT RA
BCEBEIR I 250 A 32 SRR, 45 BB TR R Tk
RAEWIME, B, FHR—FEIE > EAR0RTT RASK
HWER R 25 B B S, 2 R S M iy e
RA BB BN IFSE o, DOAD I JELT A6 28 R4 R i mT
38 L PR R OC A E PR R B0 RA A 3 ) 1) 0B i
W B EIENR LR R 2N M E AT
AXGZ 300 AT 38 15k ) PISK/ Akt {5510 B R i 3% RA Fi 7Y
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SR BN s Z0 5 AN BT b 8507 n] i 2 52 16 Wt/
B-catenin {553 4 3 236 RA KA ) ) (19 0B B IR 5 4R
A TR B ATES T B 2% R H B B 517 ] 3 52 e NE-

KB {5 5 R 0 RA SR Sl ) ) 0B IR 5 B 2 1

R EATERANAT B 7 AT A S MAPK {5 538 %

K hst RA BRI Sh Y B HCE R s RERAT 25 B A

S B RN I 45 B 3% AT 3E 2 R 0 JAK/STATS/

VEGF {553 f#% 2k th8 RA R 3l ) ) 4508 A 5 B2 R

PINSSUEN N R R NP7 L RS /I B R R LE Gl T N

RNA K235 RA BT Wy 0 5B WA s B B T 2 Bk

BN B 7 T 30 2ok AR ST AR TR A ok A RA

BT S PIHBE BA

IR H AT 24 SRR P TGS RA R B Ty

T BA —E ROR , (AR AT AL TR AR SC RAE

T VN RNA SET AERE T A0 55, HLR 280 B sk

BB B, I AR AT ARG Im RS , W AN RE 2 WPFAN Th 24

3 RA BB BRI R P AL, th s mT o, h 25 T TR

J7 RA BFCH DMK SR THI e i 229k, DRI, I B2 R A

FEH 24 RIS PEBUHA YT RA BCE BN i ) o BEmli AR

FHAL , FEAAR SN S50 A0 A PN Sl 92 0 Y SE ik L, in i AH

Kl R, LA Ry T & 8 B HT RA B0 Bl 25 1 fit
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