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Research and progress of rheumatoid arthritis experimental models
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[ Abstract ] Rheumatoid arthritis (RA) is a common autoimmune disease characterized by chronic synovial
inflammation with joint cartilage and bone damage. Under Traditional Chinese Medicine, RA is categorized as a “Bi
disease.” Various RA models have been developed, including induced model, spontaneous genetic modification model, and
model of Traditional Chinese Medicine syndrome. These models were reviewed and summarized in terms of their theoretical
basis, typical characteristics, evaluation method , main usages, and degree of agreement. This paper also deals with the
relationship between intestinal flora and RA to provide a reference for follow-up research.
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Table 1 Coincidence between experimental model of rheumatoid arthritis and the clinical symptoms of Chinese and western medicine
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TRDMT1 1&3id TLR4-NF-kB/MAPK-TNF-« 18 B&3F K R LPS
BERNRERIMHRIFIER

PAE JT—Ff R GEETE B SORIRES , H R A0 S5 45 B K, LA B g R G % N AL
OB LR AR, BHTA KI5 TRDMTL 5 J7 0 sk R Aok , TRDMT1 78 R AE KO H R 9 EY)
FAEFMANTEAE

h T HRSE TRDMTL J& 75 X A 1o P B0 B A A AT A R 5 A AR JL RN B 2 e - v [ s 2
2t B2 24 S S YT T e s RIS 51 A A 58 AT AR A T Trdmt] @BR AR R, 50 26 K FUE 5 IR T A=
K LT A5 ERREAVIR 2SR, 768 LPS(SAEMNHE B LN Z) MEHG, Trdmtl @B K R IFET- %
B T AU O e A AR 58 KO B 3 T R, A KO B S AR, A R B T TLR4 Y
P, AN B ERRAS K LPS BT AT e kAR AL AT THRE

ARG E 7~ T TRDMT1 5 RAEFFEAFAER R |, T Vi TRDMT1 1) Y 5C R ik — 4 it
TORTILET I nT B8 A I R ICIILAE (A6 7 45 3 A 25 T 7 1

A IY AR & 26 T Sh ARl 5 5206 25 27 (9 30) YW (Animal Models and Experimental Medicine, 2022,
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