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Abstract

Osteoarthritis (0OA) is a chronic degenerative joint disease characterized by destruction of articular
cartilage, synovitis, and osteophyte formation. The pathogenesis of OA has not been fully elucidated,
but it is known to be closely related to multiple biological factors, among which the activation of
inflammatory signaling pathways plays a key role. Previous studies have shown that the NF-«B sig-
naling pathway is a hot research topicin the early inflammatory signaling pathway of osteoarthritis.
This signaling pathway not only regulates the degeneration, apoptosis, and degradation of chondro-
cytes, but also regulates inflammatory responses in the joint microenvironment. At present, there
is no effective treatment for OA. Existing drugs such as nonsteroidal anti-inflammatory drugs
(NSAIDs) and analgesics can alleviate symptoms of osteoarthritis, but cannot prevent disease pro-
gression. Mongolian medicine has potential value in controlling the progression of diseases. This
review will provide an overview of the mechanism of action of Mongolian medicine Runjing decoc-
tion in OA over the past five years, explore its impact on NF-xB signaling pathway and the interac-
tions between the three, and provide new insights for the clinical application of Mongolian medicine
Runjing decoction.
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1. BIS

97 4% (Osteoarthritis, OA)E LASSTI AR K. MEAE. 53052 IR Je o T w45 BRI —Ff
PR T P IR AT R ER R[]0 X B SO Bl R R, 45 s R A 2 ok
DRSS . BARESEIRIT OA B RAZWRIT, MEEA RIS HEFARSRET B AREFAREIT, H
XTI RCRE—, R mE. BIEFAAE. AREAHIE OA ARSI, MMAFT OA KK
J712] [3]. BRULTHR, 24, AR MM &G EEREE . KRN TR E T ARE R,
FR ARG B WA A SR 2P FEAE IR R 2 B . R S 25 A 1 e 1 R YT

B MR RIEDZ, WHAEES 4 o I TSRt ammss, BARERiL.
%f&%ﬁﬁv%ﬁ% I I HTEAIG PRI AL (4] [S1HR B, MR v s SUEER, YRR H 2 F ok
GRRIGARREIR, WORHTSR . R K JE A FRAS &5 5 T 0 S SR AR T 8, DRI G A T I IRGA 24 %
FARIBITITRER AWM FARS F I BIE L 2W1E B IGTE M B, 29Pion B iiE rsem, Bf %%
At mEWER, FERESI A WmER T KEE IR fik%EF-«B (NF-xB)&—H
TR T, B RAETARENAE, NFB 25T OA FUREAEFIRE, I Hid R
HIHZIE B A BT OA JRIGHI[6]. 45 b, ARELERLL: | HATZZEEZE OA KEH X NF-«B 15
Sl AL T R & = A EARR, DA RIR BRI eI TT R R, DUIRIEIRIEST OA #R{teE
WA .

2. OA B & FRHLEI
OA Rl — Bk, Tk —FE S8 OA HEFEII& R Gl MM 25 . BN
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73, AT AR BOL BT, S ECE CTECE . WA R SO, s AR TR AR
Bl B AR B B RL 7] [8]. KT HCE 2 R RIS AR A 2N, H R A B R AT AR B 0
AMER(ECM)A R . RARFCE L5 32 B 11 R R A SRR TRME A, A A= RE (9] [10]. T
RATHE MU Z MM, i HNEBERIIEIR, Fik, PCE R T 3R g AR
P DR TR T AN A AP B (ECM) R 3% B OB 22, 00 M T4 A R 2 OA I EERHE, i kA
FFAEAL, AR T AR H W SR, FEXT OA BB R, B Ak 2 1 e s
SEREVERIAEIR I BE ST o WEAl, BATTIE 5 73 A J5 o P ARG 11 2 A AT A PR, 491 65 i 2 8 2 T B (MIMIP)
FEA 1M/ B 2K 1 38 P B A 2 48 8 B R (ADAMTS) [11], B350 35 102 AR MMP13 Al
ADAMTSS [12][13]. i, 2 AR B AE FHA0H T OA BB A& ARSI R Thie, RAFERE
AEPE[14] o BT 40 B4 A AR T R T I PRI 28 4 PR TR, B3 1 4 A 3R (IL)- 18+ R IR SE Rl (TNF) -
o T IL-6, 1% L2 Jf PR K5 T 98 1) O A T JIEEFId It 55 43 WA BY B 40 W LA 24 R i [ 15]-[17] (L3 1)
P X 6 58 M 240 i DR RO BERUARRE 77 B ECML B = P00 (1) NF-xB AU 5 7 AU R R 5, 1 L
E I 1 S G R BB A FE A R, W TL-18+ TNF-a A1 IL-6 [18]-[20]0 31X %& 58 fiE A 5 7] 3 — 25 B NF-«B
W, WTIBOR RE [ VA 5 o
WAEFR, TS FE OA BRI R ZR 2 —[21][22]. W2 —FhEREE 4 H 2B,

AT YEAN BRI IE(FLS) Z 2 i, HEFITE ST RG22 (A1 25 (R o T RN AR R 5 W S 8%, 15yl
T, AT IRE, WSS AR O R B, I N A E e R E R E IR 20
SRATHY, TR H MR B AR AR A L 43 A ) JE TR T I OA BT IR 48 iE[16]. FLS JId ™4k
A5 A PR S 1) 98 1 4 M R - T T 8 v R A EE AR P o VR 2 R B IR T G L, 0 A
T 40fE. JER4NMFN B 4if, KA1, 35 IL-18. TNF-o F1IL-6, 7E OA 8B+ K&+ 1B
TEIE[17], R OA T8 A ) S 28 20 B i B0 T 288 XU 1 2 1 28 (RA) I S P ) S E A A 5[ 217 BT NF-
KB 755 FhAI R A op Ry — REORLDA 75 B JOREAT T [23], "E1E OA W I 98 Fh e 5 O B FH 241 [25]. N T
TR TGS, EH 2 A 4 i R AR o AR A R T LA PR 5 T NF-wB RS 5 I %, itk

E[26]EAH I AL 1S 4518, BoMg 2@ i B PR DG R ST [ A, AT #] PI3K/AKT/NF-xB {55
PO, RO CE IRAR, (R A, R AR R T SRS 27 AR
FUHAF AN B IS AR P 24 58 2 2 ] KOA Z8RE B, FATL I AT 2 5 #1] miR-26a mRNA \NF-xB mRNA.,
TRL4 mRNA #IA7KF LA KA miR-26a/NF-xB/TRL4 8 B (805 A 55 . X LR — DAL T I 4l ik
I SREA (A 1)

Table 1. Relationship between inflammatory factors, NF-xB pathway and knee osteoarthritis
1. REETF. NF-«B BESBEXTRIAXF

RAEA T FHIRHIT FE e 55 NF-«B i@ % K &R X EAE I R IR BAREE

i e o L1 B SIOINESE BRI 10 ng/mL 1)
(it imid *%jfg ﬁiﬁimggﬁiﬁ;fﬁ JR B E N 10 ng/mL IL-18 1E A 4 20
PI3K/AKTNF-«B 6’5 IKKaf. KBo: &5 [ (S N P R B 48.36% (P <0.01); 10
{5 5 B B WE\' . Lifﬁ IKBa EFk,  4836%: Wt AT pmol/L Mt & vl HE R i e

KRB " Iﬁ‘ﬁ THOE N J8 *H’a‘é Hil IL-18 W5 SIS EMMETEP < 0.01)
AP E LR RE T, {RHEE , B TNF-o. IL-6 K/,
B, BRMCHE/RM  HEH0IL-10 3K (P < 0.05)

IL-18
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D L b o U TNF-o UL, TS BAMER TR TN bl 6 00 LR KR

B Hifi] PIBK/AKT/NF-xB 15 588 WAL, #HIE RN 3T TNF-a IR/ (P
%ﬁ&ﬁ%% FHRE AR ML, WiBH TNF-a 5 #RSRERFL, ZMFR <0.05), IL-10 IREHENE <
) NF-«B J B0 A % THCEIRAR 0.05)

W FCLH ST I s
T FLLH DT A IL-6 7KF
? - - 2 < HE
JHEFRIN FoB s et g sty pos. kB O AR 3 0.14, A4
EREP T 5700 T N = SN o N 4, HIL-6 KF5 i
%mﬁﬁ¢?%ﬁ:%¢m$5mézﬁﬁ%,%%MMRBK?&VM;&nioma—mmap<
oy oo TL-6 TS NF-BBEAIE 1T L g v o 0.01)s P65y IxBa Rk /K F
WS A b 2 ik PR RIEASE, Wi S L6 (A 25040
L b g g, -0 I, RBE A
(K1 FA LD IL-6 ZH5HRTRE ) r L0 6a5 (P <0.01)
JI5% 9% i RN SRR i FE o ' '

TNF-a

IL-6

3. REX 0A IR

56 % 24 2 2 5 1 R N IRAE K U R T A A 3 g T 45 2 H SR I BB B 1) RO AR (R BRE B R 1k R
P RIFAE GRS o SEAT TR B MR IONREE, £ (FERERE) (JUHE) S22 M
] e T IE R T R T LR . FEAGHIS YA, BT RR T E2EST HK H 2 R)wiE
W, BRI SIRRAE =AR-E R R, FMKEEL hH SR WE, SR, wEx, SERHS
MIE T2 BHTE. EAKEPH S R)_RAEARZ —, @R BANE. &1 “Fik. hH. BEIEFHEML” K
FEAeA oI, FERA TR, TR, MRS AETE R /K (28], 5T B 7K BT DA SG T I i AR AR (1) 5517
K, K ZAET RRAISEHT, PLOCHT B 2 WL o LR RIERIR . RIZUIS3) s A |
HAE I, KM, FARTEIN, M2, BAFRZimISB “hHSR”HZ,
5 CEGET” CHHR” MY, DR TN IR, FHE BRI SZ B 5] A R R . A
THREFRAG S5 N BUEAR[29]. RIUNEHEIRE, B, . B, TSR TIMA, Wl X7
fix BRI, EShAZER, WA ROREAR, R R SR N SRR, R AR . S EFE A
T8 FMZFEEZITIERA MR B, 1EIT e ERR, SRR, Ham BIRCR G, ATDAMAR A F
RS PR, NIAAR 28 . TATHEEZ 25X OA SRR AN B2, 1Rl IR EA & B EI7 R
MH OA NZFEEHHEMEE R, FEAPAITIERA BT, Ho i e R4 MG BT,
FAINEIE G B2 1R G5 G AE TR A8 A I SR 2 BBy, 20 B il M 29t s 120
WORESRAL, i VR RORE e, BEIAEIX, RIERSCE RS IR, A ROH MRS R AE, {2k i
WAEIR, BRI ESE, MBS RESPORER, A BT 5T B B o, AT A B oS T 1)
REFK H 1[30].

4. NF-xB BN 4

NF-«B T 1986 “EH I, J&—FheskH 7, 74T, Wiseaml. Mg A RAEMSF A S %
PEVESIR A K. NF-«B 5 S IH & KOA Jifeh REE Qi F kit —, £5 KOA gl
RHEAE B () NF-«B @42 HE R IEE 5 (R R MM ). toll #5244 (TLR) Rk 40 M 52 4455 (1) 2 5
WA R3], 1T NF-«B S 5L EW2AdfE, RIE V2 505 Th 4% W82 3] NF-«B I 511, filhn
KATR S FAEFN B B S PR [32]. TEMFFLENYIH, NF-«xB HH Rel ZC0E 5 AR5 I AR AL S 08— SR A4
i, A4 NF-xB1 (p105/p50). NF-«B2 (p100/p52). RelA (p65). RelB Fll c-Rel. NF-«xB {55 £4H1 £ ik 15
Tl AS [ ) 200 B SR R AN IR S 1 — R AR A AR [33] [34]. M&GEH EF, RAEBIE SRR T RelA.
RelB Al c-Rel, [t p50 Fl p52 2 (A1 [F] — SR S5 — SRR TC i R 5 e S e R /B FH [35]» 7E NF-xB —
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Ak, p65/pS0 iR RAEIEA . ZE AT RSB G, F7m A8 AR T

NF-«B FIECAPIFIEE: @R, W kBa MHFI(Ba) IR 5 i%iE7%, ¥k NF«B %F
TABENTK) o /N BRAE KR A B 0 [X 3658 X AR A X AR K X ZH K o 7F 48 i3 4% Rt A% 0 VE FI IR p65 (RelA)
TEBANRHZ L, WX B RIX, $f] 2 85 NF-«B {55 % S48 nT B AR KR (GH) BB
FHAKKETFIGF-)E 5%, MHg0MigsE, H6lERAKERE 2 (BMP2)3RiL, MiiEitgmiuE
T BT H SRR 5 40 i K (R R ER F-a (TNFa) A4 2IL0)-18+ TL-6 A1 IL-17)f77 4
ZRNGRIBFERTT, BRI ROAWEEI T, K I NF-«B BUE 58 7 OA MfEdtsidmil. 5—J
M, RelBZ5&MRi&ft, HEMIEEE MR FHBEIXERIE. EABEKLGT, BREELSEHEHEXK
HHRRA R, ERELET, 25 OA KIRE. Hit, NF-«B &% HE IEH & B AU E R 1) &
BN Ak, NF-«B il 0] LOE S ek 5 BMP. Wt 1Al (S SIE B MIEECSVERT, $06] OA #UE 40
M AR, ik 2 PR R AR B AR RIS, SBOCTT R, G RIERMIAEZEL[36] [37]. BF
TR, NF-«B 15 5T %S NO. COX2. NOS 1 PGE2 2 iE i, Mieit o it R+ 1 7=k
OB RIE BRI T NF-«B 70T HIH B IA[38], AT DAMER) iNOS 38551 F B4 4 i Xy
1Tt A B JR T S U NF-xB 38 0k B9800 OA IE 989 B I R ALK [39]. KAk, NF-xB {55 7] LAME
F OA FHCHT- A LB A (Bel-2+ Bax. Cyto-c Fl caspase-.3)[JRIES 5 OA HAIMLIHT[40].

5.NF-«B B 5 OA

B F-xB (NF-xB) & —Fl SRAKF K, Vhil 2 F A BRI B0 AE, 2 p38 L2 25 ik b 2 1 il
AP (p3ISMAPK) M T IiEiE K . X TS SRR FAN R RELE, | ZAETEZEYH, MAPK
FIWRRL L p38 BRI JE TS NF-xB. 47 51 p38MAPK [)iGEHt/5, NF-«B T4 p38MAPK fif
FRAL 5 (R SRS, SR N, 355 DNA B KB A sgs 4, BT RN 7, niEiise
K F-o (TNF-a)« AN ZR-18 (L-18) S5 M0 LE G, IR 98 R OB, SX A0 i R 7 SOAT [ S NF-«B, FHR
IR 2R R KR R T, R IE RN . £ L) NF-xB 55 @8 th 2 F SN il S, W
RRAPE T+ TNF-a. IL-18 %%, NF-xB H p65 il p50 W I K, NF-«B UL~ FAEKIHERIEE, M
BORE T, BHEFEFET B MEM T 541 IKB ®EA454, NF«B 5 IKB 455 ME G, Ehr
TANMFI[41] [42]. IKB ¥l IKK A 8¢ B3R/ Jii(IL-18. TNF-a. TLRs )0, 30 IKB BRALA
T, SRIEM IKB BEZ R T-«B &AW AT AR AL 240 % N R IEVER . TERE R g S| T NF-
kB S5 BN, FERIEE NI ) NF-«B 8 FR B2 32 NEURE, NF-«B #38FF7E OA FIKTR
HUEI R RS OER, S5 RERN . UM T UPET. . SR AN T S [43]. Bl AR5 44)
TE 10 JE W HEVE R i B 15 5 (1) B 5515 98 CSTBL/6 /N RS i B 1 p38/MAPK Fll p65/NF-«B 15 5 i %
B L3R IR A o T 4 i 2 L O 1 DG 6 [ R A 5 R 4 A LA P AT e — ol
A R TR HEWE o JE FE[4STHE IR it B V6 T IR O B M DG 28 I VR T AL 90 v 43 Hh 45 10 Dok il B9
Al @ > OA KRS IL-18. TNF-a. IL-17 FIKF, T IL-17/NF-«B 88 0 T-RIE, #i]
NF-xB HIiG IR OA KERPCEHAGIIBER . HINZE[46] LUV )T FURB <45 & i R i) NF-«xB
T, 4R IL-6. TNF-A VDR 1 OR3P TR UE A TR I O R A A 5. IXEEHIF 5%
U T I NF-xB {5 5 308 M 75 4 Fr 2 B A3 7 7 R E 22 R SS9 IB ARy T k3% TR . 48 LFTRTE OA
t, NF-«B {5 5B BB W05, BT LIS NF-«B 13 53054 7] REZEVATT OA J7 THIAELEAR 2 3L

6. REGAREAS 0A
LA S, BELEERR) BT 2% 50g, W, JIPETS30g 4212036180
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N AR AR EEE SR IEMER. BRI, TEHTHRIAR. At
HOKW . RITEE R RS . AR S NEY, BAERT. R MRIER, =701
PEF B NEZ, BEFELR. BEK. . WIMRIER; MR, BET KB4,
Pem B EVE IERITTE R [47]. OA IR LI A BIAf, 280 VN SR R A0 T8 % |
RAEAH AT 518 BE IS (NF-xB P38MAPK . JAK) %41 i #1255t (Extracellular matrix, ECM) P fif 5547 52 [48]-
(5176 FRATTHT MBI X 28 2] 1 2245 AR 3Bt A 52 25 (832 2 e 77 )1 IR 55 . B8 LA B 3R (quercettin,
QU)& B m. W =8 T HIRM &Y, HMAaE iz, REMFAETHEE. KR LhEZd, B
APUEN. PN PLRFEMEM, T LUA Rthis b 5 A AL RO DS I B M OGTT 28 R I T R S5 0
TR LEE . KANZAKI Z5[5214% 38 1 IR 2 25(45 mg-d D) FFIBC A8 & 3L 20 S 0l 240 OA B
LR PRRAEIR o I T R WA B 3T AE SR80 b B35 PR IC B VR A I RVEN U A, W5 FRAIC IL-18. &
IBEH -0 (TNF-0) EAHIAr 22-6 (IL-6) SN 1 (KL, HABAELGHNE. #RRES3HALSE
AR IEOTT VR T IR B R OET  IT RPN BRI T 60 A4 IRE AT A B E S 5T, ML BRAL, X
MRALE A S 20077, WREIE R R AL G ST 6T, WAL R . 450 WRHRITEE
KR RER 76.67%, XFHRAL 63.04%; JAIT G148 VAS SIRIE R TPy, WS TTE
PR R(2.45+£0.21)58, SRR N(4.67 £0.23)7r, I BT XTHRZL(P <0.05). Z5it: ZFAS AT
IRIT IR M R A BT AR B [4] 55 5 25 85 L i B L D6 & B B IR AR T I
SR R B AT OS2 I 70 R R OGTT B M T R AR 42, BENL Y AW, R4 21 . X BRI
1 HE VS B SRR BN IR YT, MR AE XS AL VR T B R R A S S L S iR . A5 WERA R
B 85.72% . MR W 66.67%. MARITHERZERA BEE L (P<0.05). N HERFLE
Bl EHZ A PEERENIATT, MO R I G 2 Re G R B IR IAREEIR, S-SRI RCR, WIE
I RAES R o 10 Jimi [54]%5 N R IUEE S IR A% R 1, B (NF-xB) 312 5 Gy Fl JSRE SN 20 3 4
JR A ABRAETE AR B I 2 AR R R IE . R kB (NF-xB) e 5% K1 DR B A A 22— Fh B0
K7, HILE N OA HIIRTTHE S . JLIF UHRIE, NF-xB ¥R F S 5A BT RS WA
A AK[55] [56]. Ok-Joo Sul Z¢[571HF 7532 M B R ANHIIZ N 1 kB (NF-xB)IZ S AL, I FRAK 2 RE4H A
TR IRBE R F(TNF)-a IS R AL)-1 A1 IL-6 [F7KF, MIIFEAE ROS 75 T I AL BB JORE .
A F TR I Iz 2 3 3 0 ) 2 LT S RE R 1, Rk S W A A Ak D M2 SR BRI 58 OA B
TR B, M 208 S SIRT /MAPK {55 8 BRI P 53 X SISO 6 13 1B 4k, PR A2 %
ML 5~ IL-18+ IL-18 Al TNF-a 7K~ MIMTA 4] OA IR RE . K745 N[S81H B2 R IAIT OA KEIML
J& IL-18 Fll TNF-a 7K-F-BEAIC. 5 2 nT ] OA KB TLR-4 F NF-«B 31k, H 2RSS WiifF
H AR F 0 OA KR EAFRITIEM. BT Z 257167 OA FRES FERIE R KT NF-«B 55
W EAA K.

7. INESRE

SRR RE S NI B DG R (OA) B F T HCH AT T, (R CE 1B E 51, FHmb 2R
T4 FAEFPLHI AT BES NF-«B Al p38MAPK3 {5 58BN A 5%, HAT, LA NF-«B 15 5 @B NI &,
OB T S 25070 OA HIMEFINLEE, 7R T iZ25Wdid FRA 40 K 7 A i #1) NF-«B {55 @8N
() JRE R AN T2, FF S S5HE RN R TR SR, IFECLFAR: (1) S EPSTIEM R
YRS R 7 R 2 AR T R T A IR R 50, R Z A SCHR R BlibsitEs (2) KRB SCHRBD HHIE > AL, R
REF I RIE SRR HHE G LS (3) S CMREAA . R EAEIGITMEIER, Bh= 2aMRR. 4 F
FITik, FATAAN 2R A UG ARIAIT 7ik,  [FI IR RN 15, 8 B 52 250 B AR vk
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FEIRIT OA I TAENLE], JERIERISE . ATEERTROFEARE, NREEINAIEIRTT OA HIl/KIZH
ST 2 IRUEAKHE -
E&UH

WEETH A RBER4 2023, TiH%S: 2023ZD29.
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