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[ Abstract ] The articles of synovial angiogenesis published from 1988 to 2011 were retrieved from PubMed
and CNKI databases to summarize the relationship between angiogenesis and synovis, the regulation, models and
experimental treatment of traditional Chinese medicine ( TCM ) of synovial angiogenesis in rheumatoid arthritis
(RA). Synovial angiogenesis is a complex process regulated simultaneously by positive and negative factors and is
associated with inflammation of RA. Synovial angiogenesis may be studied using in wvitro or in vivo models of
angiogenesis. Besides, collagen-induced arthritis, adjuvant-induced arthritis, synovial angiogenesis window
chamber model and SCID mouse co-implantation model of RA and so on are also used. RA belongs to arthralgia
syndrome’ and ° collateral disease’ in Chinese medical sciences ( CMS). Synovial angiogenesis is “ collateral
disease” in CMS. TCM with the effect of expelling wind and eliminating dampness or activating blood and resolving
stasis has the inhibitory activity for synovial angiogenesis. Angiogenesis plays a central role in the pathological
processes of the beginning and ongoing of the chronic synovial inflammation in of RA. Unfortunately, at present
time, there is no admitted remedy strategy for this pathological process. TCM is potential for treatment of RA. The

above mentional publications provide helpful references for RA treatment and basic research.
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survivin, COX/prostaglandin E, , PAF, Nitric oxide (NO) , endothelin-
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erythropoietin, prolactin, thrombin, etc.

substance

osteonectin, opioids, troponin I, chondromodulin,

P adenosine,  etc.

B

¥ : VEGF; vascular endothelial growth factor; FGF: fibroblast growth factor; HGF: hepatocyte growth factor; HIF: hypoxia-inducible factors;

PDGF': platelet-derived growth factor; EGF: epidermal growth factor; KGF: keratinocyte growth factor; IGF: insulin-like growth factor; TGF-8:

transforming growth factor-8; TNF: tumor necrosis factor; IL: interleukin; G-CSF: granulocyte colony-stimulating factors; GM-CSF: granulocyte-

macrophage colony-stimulating factors; MIF . migration inhibitory factor; IFN: interferon; LIF leukemia inhibitory factor; ENA-78, epithelial neutrophil

activating protein-78 : CTAP-III: connective tissue activating protein-IIT; SDF-1. stromal cell-derived factor-1; MCP: membrane cofactor protein; PF4 .

platelet factor-4; VCAM : vascular cell adhesion molecule-1; CD: cluster of differentiation, MUC: mucin; PECAM-1; platelet-endothelial cell adhesion

molecule-1;JAM; junctional cell adhesion molecules; MMP: matrix metalloproteinases; TIMP: tissue inhibitors of metalloproteinases; PAI: plasminogen

activator inhibitors; PAls: plasminogen activator inhibitors; PAF:platelet-activating factor; COX: cyclooxygenase.
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