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Abstract  Osteoarthritis (OA), a common chronic degenerative joint disease, rises gradually with age, which seri-
ously affects the quality of life of middle-aged and elderly patients. Currently, the therapeutic medications such as
nonsteroidal anti-inflammatory drugs (NSAIDs) and analgesics might improve OA symptoms, but cannot prevent
the development of OA. The active ingredients of traditional Chinese medicine (TCM) have unique advantages in
the treatment of OA. This article reviews the research progress of active ingredients of TCM in the prevention and
treatment of OA reported by domestic and foreign journals in the past five years from the aspects of inhibition of
the secretion of inflammation-related factors, improvement of cartilage matrix synthesis and catabolic imbalance,
inhibition of chondrocyte apoptosis, promotion of chondrocyte proliferation, and regulation of estrogen levels, with
an attempt to provide a theoretical basis for the development of new drugs for OA.
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OA JEAR  HARE 4% OA 1Y & JEIFAEA A T Z 0
AN RS, I A Al B NSAIDs 25| & 26|
TR B9 10, DL R R SR B 4 e 2 e
SN T AT B BRI 100 07 0 i T ) 3T
RS, AR, YA RO TERT iR OA AT
T HUAS TR Z ik e , Ul 04 Hh 254 3OS o Bii
6 OA WIFEFIMLEI B 5% 1 g 7 DL Zrak , LA A OA
IR0 R AR E—E S BRI L R .

1 HZGHH R AEAE X B F R 53

SAELML A 7 40 L 40 A R-18 (IL-18) (41
A 26 (1L-6) JIRERFEH - (TNF-0) 7 OA [1)
AL RO E ] . TR ELRAST , SR 40 i
PRI LA NF-B 4505 18 %, 75 5 20 M 70 Wb ad
B3 R 4 J8 2B 3 B ( matrix metalloproteinase ,
MMPs ) , it SR 2 LA M T ok BE A A, 1 G 1o 8K
BT B A R B R S — R IR AT 1
A,
VFZ AR5 AT LUF I OA BRI Hh 48
AN I T K E R IR A, R IR AE R OA R
Iy, BEE R, K LR RR (50,100 pmol/L) |
MBI (1,10,20,50 pmol/L) \ FHAESTR (2,
5,10 pmol/L) F FIJE AN (2.5,5,10 pwmol/L) 1
DA ] NF-KB {55 38 2% 1980 , 5 98 MMPs |
— ARG HE(INOS) —F AR (NO) MR F IR &R
E2(PGE2) &A= i, 4t TL-18 53T s 40 i sh
SETRIER, BEHURERS T . A BT Rgl (1,
10 wg/mL) i M 1L-18 B3 A9 N OA B 4 iy
HARAES T BT A A T2 (COX-2 ) Fil PGE2 1Y 43 0h &
FEHURVERT, JF HOE2E0E B 457 Rel (30,60 mg/kg)
8 Jil ml L BH 1k Ay 22 S VI BR AR (ACLT) 755 1)
OA KB rf T 78 jie J5U A SR 4 2 11 SRR A
R ICIE 2,4,8 wmol/ Ly BE IR 5d 48 T~ 34
PI3K/ Akt/NF-kB {2 58 B4 0 1% 1L-18 4 S 119 A
OA % 21 il NO \PGE2 I MMPs 1y e 7k, 41
RAE JN Y HEAT . e IR (50,500, 1500
pwg/mL) M B4 2K (5,25,50 wmol/L) i o F I
MAPK {553 41 ] TL-18 31 9 ) %K B 40 i v
MMPs (R, WG Ab, 38 5o OG5 11 N T 2 i 4 R
(5,25,50 pwmol/L) WA LAk 3% ACLT 5 S 194 OA
R . RINMA T RPISE (S, 10,
20 pwmol/L) FI ﬁﬂ‘(ﬂ) 40,80 wg/mL) A] LLigE i+

T NF-kB & MAPK {5538 #&40  1L-18 T
N OA 55CH 40 i 9 A JoE I R, Bk b 22 41, o8 1
TR R 38 o IS o 4R ) T A 38 B 0 RS =2 1R
(PPAR-y) #EZZ OA 271,

RIRW) Z 1 24k & W 22 5 BE (12,5, 100
pmol/L) i@ 3 # # TLR4/MyD88/NF-xB {2518 %
ARG AT TL-18 55 A9 OA BB 40 i & 4% b R
TR . MRS 25 mg/kg KW EFILAK R K
BT (EGCG) n] B A MR VI BRA (DMM) 75
SH7 OA /N TL-1B .\ TNF-oa J2 MMPs F) 433 , Ff:
F 9 MMPs (3 i 3R Chp/p300 AHEAEFH s 20
T 2 (Cited2) I35 o (RANS TR
(20 pmol/L) J& &7 i v S 2 226 1 (20 pumol/LL)
AP MAPK J2 Wit/ B-catenin {55 J% FEAIG
MMP-13 ¥ |38, R AFEF BB A E M 78
IL-103 Jl3 ) R BB 4, A6 22 (4 pumol /L)
A COX-2, MMP-13 (1) 3 ik, [A] i 48 11 45 T
5 mg/kg FEZEM 1 JEA] IR R £ FR A ( MIA ) 153 1)
OA KRB i il , 156 W S EL A o A 2 B A 4
EHEN

2 HHYERBERAGRESBREIKE

T BOE A0 e A FE T (extracellular matrix
ECM) 7E 98 35 5 0 AR A D Re bl 5 2 0 &
SAE . ECM 2y 1T AL e Fn 2 B 3R b
(Aggrecan 32 ) 20, HOE L T PRI SRR 2
MR 2R ML AP LT 4E R 2R, 25 ECM B o3 M4 *ﬁﬁrﬂﬂﬁ
S B AR W R, HES T s
AP, e 2 S BORCE R ﬁﬁ%%
JEWE G 2EER A(5,15,25,50 wmol/L) il i # ] p65
AR L R A AR I D TL-18 38T K B4R 4
JErF MMPs K18, [7] P g S 7 s T 24 1 s 2 28
% A(5,50 pmol/L) ATy 5% ACLT #5545 OA 5
R v 5 R AR, A R R BT Y a0 A AR R
o HREAHER A(S,10 wmol/L) 3 3 4 15
NF-kB F1 Wnt/B-catenin {5 518 f ] 1L-18 i34
51 A KR 3CH 40 M MMPs \ ADAMTS {33k,
[t ECM i 1T AL 5 & i, X OA A T TE
MIAIT R . o flfh T2 (2.5,5 pe/mL) [FE
L] NF-kB {5538 §#% 138005 B I MMPs 19 |
i, [P T 5 {8148 7 3% (10 mg/kg) A i iF
DMM B 56 o b T 78 i S A 2 1 SR B 1
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I, BAEGUREACEHR A VR o RN TN BE
B8 (50 pmol/ L) B I 5CT5 E TE 5 /INEERR (14 pg/kg)
A TE I S Akt/pT0S6K/S6 i % i I B S A
BB R 0 3 K K, SR B R Y
ANZRA7 Rbl 383 T Notch {553 %1 i MMP-
13 35 A 1B 53004 , DT 3] 55 2 ot 1) 5
SRR 1

FME R YR (5,10 pmol/L) (7K i 22 1 (50,
100 pg/mL) g R F &K (6.25,12.5,25 pumol/L)
ALTE G F A R B A A0 e T JRURT B R
W% 2 35 O A F 41 B A1 ik BT & A8, [R] I 4
MMPs (1) 35 DA /D K6 o B3 it , HoAT 380 £ 5 il
iR AT BEFE BT IR OA P Hh & 14 T B4 iy 20>
e TNF-o FEHY N BCH 4 ig v, #a g R (10, 20
50 pmol/L) i iz 41 il p65 HY A% %% 1 ) TxBa [
fiff, T IH MMPs 1) 4205, DA T 410 1) 200 s J 6 i
RIS

3 HHHEEBRERGEREARET

AN A S BOR A M T 5 OA K
PUHI IR G . AR BT D0 R, OA JE A 51 1
WAl AR TSR (ROS) | FE5 & PR -1
[vi s o 401 356 J 1 R A, T 5 | 6 T b AR
SR R A S ECE B N, A
SR S TGy QHJH@{HE,EBJ?/% OA [y 4t
WIRZ —o VFZ T2 R 2 P 28 22 KB 40 it
MR T, REERCE R E . LA % (10,25,
50 wmol/L) 6-27(2,5,10 pwmol/L) R4 AT LH)
N OA BB 40 i v 48 5E A1 Jit NO PGE2 4511 3
K IE A OE Nef2 {550 3% 155 Nef2 560 5
raE Ak B JC 4 (ARE) 25 &, & ¥ bt A A AE
FIPTR L Sl A (50,100 pe/L) A G OA
BRE 4 i 42 T2 4E B Bax, caspase-3 , caspase-9
W6 77, ARSI R T8 1 Bel-2 2235 DT 41 il 40 i oA
=P AZ B AF Ro (50,100,200 pmol/L) , Rgl
(10 wg/mL) 3 3 10 1 J8 -4 5 2 (4 Bax (Bad 7K
- I caspase-3 T 7, W IL-18 755 19 K BRUKCH
AT, K Rgl 2R 0 #0E PIBK/ Akt {5
S R R T

WFFE R W], NO HE A i 5 4 ( SNP) Jir i £E 11
ROS 0] DL 5o P9 VR O T2 3 42 2 5 i 40 e oA
Too FZE P EE (100 wmol/L) T 4% UE W] BB % I Bk

SNP 53 1) ROS 7= 2, 40 il S i Al ML 9 1=
T s 0 R UBE (AFM) WL AT 45, 13 22 2 i
(100 wmol/L) REME A A4 i SNP 75 Ty Sk B
R4k, LG e 2 B AR O e S A A B
ZRIRAE A0 MR 1m) b B sl 2L , 20 B 24 19 0 F-actin
F a-tubulin (18 & 3K B IG5, DT 40 1 20 B 0
-0 ARG, S EE(10 wmol/L) AT 1
WG Sirtl fRFRk, &K Bax il procaspase-3 3%
PR ATl L OA # B dn g =%, /)N B¢
0% (25,75 wmol/L) i i3 34 & AMPK F1 40 ] p38
MAPK {53 %, F 4 iNOS FlI caspase-3 [t 3 ik,
B4 Bel-2/Bax L3, M3 SNP 75 519 K FR 48
T R SR R A

T?Hﬂﬂ@l?\mﬁﬁﬂ{ﬁfﬂﬁgﬂt,%%‘ﬁ’%’%fg
Azl Y ROS, T A6 %0 (H, 0,) /E2A ROS iy %2
o, BE A A AR | — RS0, 7 R R
MR T, WESERBT, 5 (100 wmol /L), Bk
A H (100 wmol/L) A] D) &g 2 & A Bax, caspase-3
K-, T ] H, O, A5 189 IR BRE B B 240 it S
WHCE AT, RIS R T
(10 pg/mL) @A Sivtl #] H,0, 57F A9 K
B AL MAPK, NF-«B {5 53 % 1 F R, 30 6l
ROS .LDH ,iNOS .COX-2 \PGE2 £k, KPR,
PUEAME R o PRAh S0 F W25 8 45 (5,25,
125 pg/mL) Tuﬁ%ﬁﬂﬂiﬂ MDA JKF- LA K TL-18
TNF-o (235, PR H, 0, 355 B9 K SRR 20 i 2
(LALTE G Y (TR

4 WZRHKEHMIGHE

1E OA A R , 001 2 M 0¥ 5E &&T
RESENNid OA JEEME R, Bk, (et 8y
N s AL B R OA E’Jﬂﬁ?JZ—,ltFﬁqj?’iE’Jﬁxi
BRI AT TR RCE A S B . R 2 A AL
I8 A R 220 (100,200 pg/mL) HjH5 224 (100,
200,400 pg/mL) @ ek G, /S df A AL, 1
200 0 O AR Y 4 (CDK4 ) | 206 i J] 30
1 DI (Cyclin D1) DL K 1T 7Y ¢ J5t 55 i) 3k, 4 iF

K T AN s

SOX9 JE7E 4 H ﬁ/ﬁiqjii?ﬁigﬁffﬁm 2
SR S D1 X T SR O I ZE R RME R AR AN
AP EGER Y, TE OA B A HERE Y, SOX9 f R I 2 i)
HECE e . JEILZEIR (62.5,125,250 wmol/
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L) #MFIEZ (1,10,100 pmol/L) Al LAfiE i 1T U)K
Ji B R A SOXO 138, D) 4k 45 4 i 3% AL T
SRR AN TR, AR IR (1,10,
100 pmol/L) DTL,{LL{)%{E Wnt/B-catenin {55
W, Y Wnt4 | Frizzled-2 | B-catenin | Cyclin D1
(R, A 2B A0 M A 3 5, HERT BB TE OA 3R
JE R HEE AR

5 mEy EiEERERKTE

ITSEAERIE R, e 2 )5 i 2, H OA &
TR ST A, HAR W i, ST e
REAREERR e F AP HER R EHAT
w5 E AR T, AN SN PR Fr) R el T
REZ OA AN R Z —. HAT—28 25 30Uk
TP BRI HAT MERCR ARV A, HERT LU i 98 5K P
WEFE K TS OA A IRITAE . MERER IS
Wy B-15i Bz 5 1 (50,100,200 wmol/ L) 38 i #1j1 i NF-

IL-1P...
PPARy
> Y
1 MAPK
MyD88 . l\/
\ ERK/JNK/p38

PI3K TRAF6 /
\ e
A R — -

GSK 38 m"d 23

atem

B 3 B 1) 4 0 /D caspase-3 |\ Bax ,p53 i R L 7K
S AR U BelxL [ 3 35, F 5 MMP=3 . MMP-9
COX-2 7K LARH 1k TL-18 75 5 B R BUARCA 40 i
TSRS RE B MW 2 M R M
(10 pumol/ L) AJ AP TL-10 755 Y K BB 41 i
H MMPs [ B3R LS COX-2 \PGE2 &5 48 SiE 4 it 1)
Fik, RIEGLA PO E T

6 HENRE

VA ESFTERM iz 25 A 08 50h )T 0A B
A —E WIRRAK SR HAESh S50 S AN Sk B
PRENIESE 25 A R0 el i 34 19 2 2% 55 OA A
SRR 380 B AN SZ A ) JEAEAH DG PR 10 s
BRI S A R A A R ?EHH@{FJE
FEOL A MG | b JE MERCR K 2 AR IR O
PR, AR S g A S LA U M A ] ﬂl%‘z 1
IR o

B Wnb g
~§ gF\ﬁ ROS
/| &
Dl AL K %

L/ \

Bax/Bcl-2 FADD

\

L.

Cytochrome ©

/ / X9 Caspase 8
/ Caspase 3
B-catenin SOX-9 \
t Aggrecan
t Col2al :
5 oo Apoptosis
t TNF-a, t1IL-6, tIL-1B \ ————— Active
%
T MMPs ‘\“ —| Inhibit
I'I' y ‘\“
Inflammation ¥ ]
Cartilage matrix degradation Cartilage matrix synthesis
1 PERURSIBIR OA VEFILED R 2
F1 PHROL PG OA TEINLE
Sl % EIREIES VEFILH Sk
W  HER A OA HCE 4 fifl/ACLT 4 | p38/ERK, | MMPs [12]
W A OA B 4ii | NF-kB/MAPK, 1 PPAR-y [14]
AR N/ ACLT KR | MAPK, | Wnt/B-catenin [17]
JEME G ZEER A K ECE 40/ ACLT 4 | MMPs, | ADAMTSS, 1 TIMP-1 [20 -21]
e L A R | PGE2, | COX-2, | NF-«B [22]
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Sl L% L/ TS FERIBIL ] SCHR
TR R PN Gl 1 Aggrecan, T Colal, | MMPs [26]
NS NEKE I | MMP-13, 1 Aggrecan, | NF-«B [29]
WHAEER N OA & 4l } COX2, 1 ROS/ERF/Nif2 [31]
AT K ER MR 4 | Bax, | pro-caspase-3, | MDA [40]
BT K B 2 A 1 Sinil, | ROS, | MAPK/NF-kB [42]
(&S Je B K BRER B A1 | MAPK, | MMPs, | COX-2 [11]
iR KERICE AL A | NF-kB, | MMPs, | caspase-3, | ROS [6,41]
PEZ MR KBTI, MIA KB | COX-2, | MMP-13 [18]
KA K BRER 4 L 1 Col2al, | MMP-3, | MMP-13 [27]
HEFR AZREH Rel NAKE 4/ ACLT KR 1 Col2al/Aggrecan, | MMP-13, [9]
pNTERIGEEI T PI3K/Akt, 1 Bel-2/Bax [35]
ANZ B Rbl NECE RN, ACLT KL 1 Col2al, | MMP-13, | Notch [25]
AZHB1F Ro K ECE 4 | Bax, | Bad, | caspase-3 [34]
TR IT N OA BE 4 | PIBK/Akt/NF-kB, | PGE2 [10]
LMY 2 OA B 4 1 Bel-2/Bax, | caspase-3 [33]
LA RKEFR KRB | NF-«B/MAPK, | MMPs (5]
HEAN A OA HE 4 i } NF-kB, | COX-2, | MMP-13 [8]
SE 2yt A OA %8 4y | TLR4/MyD88/NF- kB, 1 Sirtl [15,36]
RERE A | ROS, 1 F-actin, 1 a-tubulin [37 -38]
FEWEFILIER A TIREE DMM /) | MMPs, | ADAMTS-5, | TNF-q, | IL-1B, 1 Cited2 [16]
JRILASTR RG] 1 Col2al, T Aggrecan, T SOX9 [46]
a- T E KBRS A/ DMM KB, | NF-«B, | Wnt/B-catenin [23]
6-Z Wy A OA B4 i TNif-2, | NO, | PGE2 [32]
ZEE HHZH R BRAR 40 MDA, | TL-1B, | TNF-a [43]
A M K BRER B A 1 Wnt/B-catenin, T cyclin D1 [44]
LEREEZ NG ) T ceyclin D1, T G1/S, T CDK4 [45]
FERE MFIEER KR A 1 Wnt/B-catenin, T SOX9 [47 -48]
IER TR PRl | Wnt7b/B-catenin, | ADAMTSS [28]
M PNER Gl | MMPs, | COX-2, | PGE2 [50]
FiR2 HFESTER NARHE 4 } NF-kB, | iNOS, | COX-2, | NO [7]
[SEae L] 5B 40/ DMM. /)N B } NF-kB/MAPK, | iNOS, | COX-2 [13]
TR NEERR KRR 4IHL/ACLT KB T Akt/p70S6K/S6, T Col2al [24]
1 AMPK, 1 Bcl-2/Bax, | caspase-3 [39]
HIRZE BB K R B4R 4 | NF-kB, | Bax/Bcl-xL., | MMPs [49]

H i 25 A %O 43 Al i 3 8 7 MAPK NF-
kB, Wnt/B-catenin , PI3K/Akt % {5 5 # I UL M
PPAR-y 52K 4ELE OA HEFE, Hooh LB 2 | i
BRI MR R EFEERAY
B AR R 2 . B S R
R 4y 2 5 S i) MAPK/NF-«B {5 538 5, 1)
S A BT 4 43 5 F MMPs/ TIMPs fi4 AH o 25 5 , 3F:
v 070U f SR 2 1 SR 14 0, DT R FE BT %
Bt ECM 5 a8 B 4 ik A3 2 Ay 1) A R, G v i i 256
A Wik AT LU S 380G PPAR-y A2 (i — 25 4 il
RAEHF =, B AL AY) £ 2m
LT PIBK/Akt %615 5 38 %, 94 Bel-2/Bax E
KRR ARET-WER. Z2mE sy
1438 i1 MAPK 1 TLR4/MyD88/NF-kB {558

A ) 9T A B A 23k, R IA i #p k] ROS g 7=
A RIELR BRI ZGBG M. 2R FH U R
AL A Y F 2 B Wit/ B-catenin {553 F# 2
Pk G,/S 2 JE %678, 18 CDK4 Cyclin D1 2§
Pk, RIEGE I RCE ARG S VE R . AR TR AL
BIWFIT R, b 253 U B 1 R 2 50 43 AT
AL MAPK/NF-kB 4515538 % (9 00 , 410
H,0, MR 4CE 40 TR ECM i, R i 14y
WFFEIESE T 2 24 808 43 T3l 2 i OA K B
ST IR RAE SN, 035 B 2 S FRDIR S 55 R 4
—5E BV ERCB AR TN, A58t Ry A 1 — A
FERBT OA Wy rh 2545 3o S A

25 LR 2 USRS B TR OA I /E ML
WS BT, 5 B RIS AL — S8 (] 8 JE 283577
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OA [y Hp 24 Ho 22 Sk AV RCHEATY SR A7 75 7 J& FAS
B SE e, 75 BRI R — 2B AR IE 5 86 v 254 U 4%
PR R E R IR 2 F/ KA &, DF5E 7
AU B AE TR 3 Western blot $AREEAH G
FI 265, PR R IR A SE R SRR i B R h 2Y
Xt OA R VE FIIFIE vh 45 BBk B 2 1 i (R
R 2222 T AR LN M A s — S8 L G P 25 2 0
BT R AR, 2R RN ST Z A AE 52 4 0 A BAE
FOARIF E— 2 R B 5. B, 4 J5 7€ OA
AR 2 Hh e B bty o B 2 B 5 AR R 2 2
Bl S5 A SR A ST R PR VLR 5% , I 7243
FH 45 2 P2 SEPR 20 2 3R 2 2 5 0T X4 2 LY
GETE R RE ML T I R OT, LATE
SR Z X SR 2 A I i — 25 T i vh 2457 200U
GyB5iE OA BIVE ALK 52 75 22 2% 1 [ L

£ % x
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