Hh 2 RS RAE SO T FUE O T R L At

E HEOMER,AER L ARRLE B EXH L E £ EEE ZEL Y (LARETERAFYE
IR EE R, Ehks 010107;2. 3R 4 me ERRNERE, AZH D845 01701033 AR & LK
#ﬂtﬂ%mmﬁ,%%ﬁc 010020)

hE4S5%EE  RI65;R684 NERFRER A XEHS  1001-0408(2026)06-0823-06
DOI  10.6039/j.issn.1001-0408.2026.06.22

H E KEMERELSEXTEORAERREEWAX, L AART RN Evdm s K E BT F LR BT R KA, le;/ii%%
AR R KRR R A AR 6y ek b 42K T P AR KR MR T IR KW KA ALRI BT S, R I 2 SRR AR
(LATEAEDBMEE FAETEF) HFORE-RIHLHG T, éﬁz mﬁzﬁéﬁﬁ)u&?ﬁu&mzﬂéﬁf\Zﬂz%%‘—i;ﬁ R s
98 7 5 ) Tl At ) 4 W F kB Wnt/B-BE & G 2 L R ENE QIS § &5 53k dph) B & dn B F B AL R Y AR KM e i R
FHERAEREAERTF S RERZA TR EMIRE, TRXT Er“ﬁﬁ’a’ {% ISITENE L S O &

KEER B R K KR EREE P 2 AR A M 2 A A s AR AL

Research progress on the mechanism of traditional Chinese medicine intervening in osteoarthritis by
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ABSTRACT The inflammatory microenvironment is closely associated with the initiation and progression of osteoarthritis (OA),
specifically manifesting as macrophage activation, dysregulation of inflammatory cytokines, and redox imbalance. Following an
overview of the pathological characteristics of the OA inflammatory microenvironment, this paper reviews the research progress on
the mechanism of traditional Chinese medicine (TCM) intervening in OA by modulating the inflammatory microenvironment. It has
been found that TCM monomers/active ingredients (such as total alkaloids from Strychnos nux-vomica, quercetin, triptolide, etc.),
herb pairs (e. g. Angelica pubescens-Gentiana macrophylla, Carthami Flos-Lycopodii Herba) , and TCM formulas (such as
Zhuanggu jianxi formula, Duhuo jisheng decoction and Rongjin niantong formula, etc.) can inhibit macrophage activation, reduce
the release of proinflammatory cytokines and the generation of reactive oxygen species by inhibiting multiple signaling pathways,
including nuclear factor-kB, Wnt/B-catenin, and mitogen-activated protein kinase, thereby alleviating the articular inflammatory
microenvironment, restoring local joint homeostasis, and slowing the progression of OA.
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R P AE FH A0 ) TNF- o, IL-6 25 42 98 PE 41 it R il
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activated protein kinase, AMPK ) /#1245 & 45 M 3l e
SR T2 T 9 RS AR 454 957 1K 3 (nucleotide-
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SIRT1/HMGB1/NF-«kB 45 £ 255 518 1% , 7E4E 3 EL s 41
Ji M2 T Ak /IR 4 P 200 R - R e A i B 4
LY T K % e i T e e A D R A 2 0 S VE AT R Rk
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5%, HAEHALUHEA RS A R i 5

24 X 5 T, Y - 28 T 24 X6 AT R AR OA R BRI T
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AL {575 B 24 %6k DU) 3 3 410 1) TLR -4/ 22 230400 9 52 o 2
F1 88 (myeloid differentiation primary response protein
88, MyD88)/NF-kB {55 i #% , 7EAAR A F1 OA BEAY & 4%
/0 IL-6 . TNF-a B A1 45 COL- 1T \MMP-13 ,ACAN
FRMTER, T 4ERER - L AR S

HEXM L, AR T Z 5 2R SR
W CH B R R A R VR AR L X
07 & 25 10037 0] 38 3 R NF-xB A5 5 18 1%, 3800 IL-18
TNF-ou 533 , DT a1 ¥ BEE 15 W3 440 4 T A6 i
G AR AT EZTT), &IRTT OA W H T %07
A3 3 1 7T e E D) RE D L A e B R
il NLRP3 4 i /IMAE Ak L MR 2 98 /A7t 98 4 i PR - iy
KDL A" . SR AN 7 Sk ] R RV T
TIRYT OA A% L 50 7 RSN SC I 25 3R 207 AT T
1% SIRT1/AMPK {55 %1, 380 52 30 7 b A L 4100 ) 1 e
R BRE ST AT B A R SRR D RE B A, 14171
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1B . TNF-o S5 42 98 1 4l AR PR - 14 2255, [R] B a0] 15 BaAX
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(phosphoinositide 3-kinase, PI3K )/ 1 # [ B (protein
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S IEE MUY, 5838 A MR IR R s eI R T
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