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[ Abstract]

Rheumatoid arthritis (RA), an autoimmune disease, affects the joints and eventually leads to joint

deformity. Without intervention, the disability rate can exceed 60% over 10 years, which seriously affects the quality of life

of patients. Animal models of RA have played an important role in the study of the pathogenesis, treatment, and

identification of therapeutic targets of RA. In this review, the construction method , pathogenesis, and applications of

several common animal models of RA are introduced to aid researchers in selecting appropriate animal models for future

disease research.
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Figure 1 Arthritis induction flow chart

ek, BHISHESE & B FE CSTB1/6 CBA /)N FLAY
a5 BDA/L RN 438 7= A= —Ff TNF i &35
(/N B, HL DG R &0 LA & B i, v R OGS
R LN, HRFE LR, W2 i s — R A 7E 8
~9 JA ERES 11 AT R RS = R sHE AR R
11 d AR, 328 /)N BROG e bk 2 40 A A L 0 44
JiL 310 T B A0 R PR 1 7 A R B S 1 6T 3 4
F/DES R o A AE AN Y TNF-o () 57 38
FEAR SR P9 RS NS TNF BT DL /)N
U ST R R IR YT B R A I T 48 X e B
JEA TNF 785 HE P 5C 5 98 A& L Hh i) 76 FH 2 3t
T EBAEYE M TNF W] B R0IE B S X 28R
IR YT R A R,

FH4T 2 -1 (interleukin 1, 1L-1) 1E R —F {2 L A
T, 15 A% RA BB EE, IL-1 I 4¢ 5 &
BB IL-1 FEAE® SO &5 i EH LT
R0 I HMPL -1 PR ek 1L-1 ZARFEHTH (ra)
TEASZ R (1) 56T S0 e 0 o IL-1 Z M4k H
P (ra) 2 IL N IEPEIN G, S T BB IL-1ra P94
FH 308 o R D [ b 2 TL-1ra BRFE B/, TL-1ra R
B4/ N B 38 22K 20 S L ) B2 AN SN B TS5 neo JEPR HE



110

WP PR R 224 2020 4F 11 A 55 30 #5511 Chin J Comp Med, November 2020, Vol. 30,No. 11

*1

PRI KRR CTT R S

Table 1 Induced rheumatoid arthritis animals
R K UL/ IEN TERETT 1% FEALH S99 JE1 3] Figk 275 ik
Model name  Animal strains Methods Main mechanism Disease cycle Uses Regerences
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L. ) the average onset time 1s L.
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R B 2 25 A )
NP, T4 1 B 4 it % 55 RA —, 7T
T IR B A e g0 a T I BA ST
[ T R S 1 O 2 5 SRS P4 I T3 W e 0 2% S 1
TG B SICFA MHC T % g 7 5 B fO PR R B 51
T ARAT Y - L A . . Gender differences in
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Type II collagen Specific response of incidence rates in rats
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Table 2  Genetically engineered rheumatoid arthritis model
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arthritis model
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of IFN treatment for RA
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