WRIZfETEREZGE 20254 #5315 H2 1

ML /N7 P A 28 XU 5 79 2R A 9 v B9V FH B ) AL il

BEE R '
"Zak k3B CARERERIE SEA, AT S 44300057 LK FEMBERS — R E SR,
T AT 212013

WE RREXF K(RA) R A R AR, RAAF SART AR, LXFREAIE S
Kamp B F Ao SENTAA-F 0 K F IR E o B AR, SRR E RN, RABAX T Bk k,
S KRB A FHSL TR L AL RS TR, d DR T A Gk AR T
T LB L A R ST, R AR AR P KR 5 TR R B S Ae AR A 6 KA, STk e SR
Z A B A AR R o A SR AR E AR FRR R KA SR AR o 4 AR BRI ALH

KEIF b ER; KE; aBEF; EREXRT X

FESES R593.22 XkFRIRE A DOI  10. 11768/ nkjwzzz220250215
The role and regulatory mechanism of platelet activation in the pathogenesis of rheumatoid arthritis GU Tan-rong’
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Abstract Rheumatoid arthritis (RA) is a chronic autoimmune disease that involves multiple joints and internal organs
throughout the body. Its arthropathological changes are mediated by a variety of inflammatory cytokines and mediators, lead-
ing to synovial inflammation, vascular opacification, cartilage and bone destruction, and ultimately joint deformity and loss of
function. A variety of inflammatory cells and pro-inflammatory factors are involved in the development and progression of this
disease. A growing number of studies have shown that platelets, in addition to their role in hemostasis, maintenance of vas-
cular integrity, and nutrient and supportive capillaries, respond to molecules that are dysregulated in the environment by
transporting and expressing specific inflammatory mediators and act as a regulator between hemostasis and immunity. In this
paper, we will explore the role of platelet activation in the pathogenesis of rTheumatoid arthritis and its regulatory mechanisms.
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