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[ Abstract ]

Rheumatoid arthritis is a heterogeneous disease, and a variety of cells are involved in the pathogenesis and ultimately

lead to joint destruction, but its pathophysiology is not clear, which may involve genetic and/or environmental factors. In recent years, with

the deepening of basic research, there is significant progress in RA treatment. In addition to the traditional DMARDs, biological agents have

extended the RA treatment. This article mainly summarizes the present situation of drug treatment in the field of medicine in recent years.
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FHBREI T T Mg o Bl e fth SERE M 2L 0] T
YA a2k Al B AR REOE AU A bk, LRSS T
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ST 20160 1) ST A A0 RS Sl R S A A A PR T 1 S
HX, FEXFEEMIEIRT, ZH# CD,, ik /CD,,
ARG s ik i —2 )N RAFLS B, B2F 4k
S 6L T A A ik e A= A IR L Wi B, RAFLS
ASTEPUEIN T A 5 N A0, HARE ] 3 e
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XS REA L A, (E H AT A SO
g se i B

WETATR, B 4M7E RA K A 4 o &
20 L RN T AR A SO, AT e A TR . W
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G, FIZ T RBUNIZAE N — A P A B
WK AP 253697, BRI U He%
BRIRPLRRZY IR, (A oY R B A A il ) 4
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PEIRYT FBOEAE FHRATF &, "TRE 4 52 mI/EH
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