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[Abstract] There are many categories of autoimmune diseases and the pathogenesis is still unknown. For those who are intolerant or poorly

responsive to conventional therapies, other effective candidate treatment options need to be considered. Some therapies have shown great

therapeutic prospects in the treatment of rheumatic diseases, including stem cell transplantation, biological agents, botanical drugs and some

immunomodulatory substances. Their mechanisms of action and applications in autoimmune diseases were reviewed in this paper.
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Table 1 Biological agents for autoimmune diseases
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gl SR INF-y
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M1 4L Pi)R  Ccluster of differentiation,
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CcD22™

TNFZEBAN S L H 7 (B cell activating factor
of the TNF family, BAFF) /H47%H 17 S f4
(a proliferation inducing ligand, APRIL)
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51 FEARHAT (adalimumab) 5 FEZERIHT (certolizumab-pegol) ; KL FE ¥
(etanercept) ; XKAIARHEHT (golimumab) ; FLRF#E (infliximab)
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A FE A7 LA Y BL %L L ( thiopurine methyltransferase,
TPMT ) FIAZ 7R AEBE IR 15 (nucleotide triphosphate
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gt & & W % J% C2 ( ATP-binding cassette subfamily C
member 2, ABCC2) N n] %4 B B 1 5% iz {& ( solute
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FERTEN Y 10 MR TR Z B, 5350 TNF-o 259
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