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Research progress on the mechanism of traditional Chinese medicine intervening in osteoarthritis by
modulating the inflammatory microenvironment
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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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TNF-o IL-6 7K1 T 289 Ji J5 4R e iy 52 366 ik (C-terminal
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FEIR | DN 42 1T A28 A0 AR AR M RAE™, I Wi VT
2 1 252 W v B ) A T P B, RS SR R, B
A 3 S Nef2 {5 538 5 310 1 NF-wB 15 538 i , i >
IL-1B /0N B FRCH 40 B 4% i A 8 v COX-2 . iINOS
IL-6 . TNF-a %5 4 i 1 (14 7= 4 |, [ B 10 il ADAMTS-5
FIMMP-13 35 , f2 #F ACAN H1 COL- IT #4585 1A 1y
S0 RS, 12 543 AT A HE Nrf2 A9 335, ZEZE OA /N R
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12, HFEAR I P IL-18 . IL-6 . TNF-o 7K F- , AT ol 3%
OA /NI B A AE™ . ST IE N S o 515
S N BRI AW, ZEPR P9 S35 7T 38 3o 310 i) NF-kB/
MAPK {55 538 [ , fie 2F M1 L I 4 g 1) M2 R F A Ak
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JAE IR RAEHAEE 1101 OA E BB Betk hiL
B AEAAFE LI A « (1) OA RAE IR T 15 13l
AEHIL W A 58 4 B, UL s 2 A R
e 1 4 S F I E A FRIR AR Z o (2) Th 2 Wi o
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