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Research progress on the biological agents in treatment of psoriasis

YUE Ying" % ZHENG Li-sheng’, LIU Wei"

1. Department of Dermatology, Tianjin Police Hospital, Tianjin 300042, China

2. Tianjin University of Traditional Chinese Medicine, Tianjin 300193, China

3. Centre of Pharmaceutical Information, Tianjin Institute of Pharmaceutical Research, Tianjin 300193, China

4. Tianjin Key Laboratory of Molecular Design and Drug Discovery, Tianjin Institute of Pharmaceutical Research, Tianjin 300193, China

Abstract: Psoriasis is a common skin disease with chronic, recurrent, noninfectious, and inflammatory phenomenon, characterized

by skin excessive proliferation. In the polygenic inheritance background, it is also an immune associated autoimmune disorders skin

disease caused by T cell-mediated, which is caused by a variety of pathogenic factors to stimulate the body’s immune system. The

causes of the disease are complex. The course of the disease is long, and the recurrent attacks of the disease are easy. Therapeutic

drugs are various and the treatment is diverse, but the curative effect is not sure. Therefore the treatment is still given priority to

improve the symptoms of the patients. This paper, respectively from the perspective of biological drugs, systematically summarizes

the research progress in the biological agents for the treatment of psoriasis, in order to lay the foundation for the clinical treatment.
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PO AE BT (briakinumab, ABT-874) %%,
HIBVEE . BERFE P PHAARRYL, PIyLPuH I
PR HPLIE L FDA REAER I 5 Bz, {6
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ApiE . JO6F TNF-o B mse ), BerE e pEr
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FHIE (0 VE - PLHVE 97 &R 3 & s P hi, 1M
secukinumab [F/EFHINLEIANFE, & &K 2 548
R HERE AN LR 7 TL-17a, 3%t 1 K DL R4
BLHIEE TR AR 5 (AR TS e Va7 259 . 1K K2
YICAE AT FoAh B 5 S e e U7 TR T F R, A
FEE BRI R i PR AR R 2 R AR AAESS
4.2 ixekizumab®!

ixekizumab J&—#f sc [1IPT IL17 FRTCFEHTMAR
1 AR SR 10 TR ARG 2o, 5 e B0 A L,
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TEKG (8%) DAL (6%)-.

5 JAK HP#HI3)

VAT R IR S5 A DT AR R
ST RIAIT T AT IR AT RO 2 A PR K 1l
WA E THRBEHIR, X2 TN e N 132 ik
E5 0T Bl EBEH] 1 10 B4 152
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