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[ Abstract |
Mast cells are the key effector cells in the pathogenesis of CSU. With the continuous understanding

Chronic spontaneous urticaria (CSU) is a common immune skin disease in clinic.

of the pathogenesis of CSU in recent years, many new biologics have been used to treat CSU. Bio-
logics can effectively treat CSU by targeting different stages of mast cell activation, blocking their
activation and degranulation. According to the target and mechanisms of their action, biologics can
be classified into inhibition of mast cell activation and intracellular signaling transduction, and ac-
tivation of inhibitory receptor. This article will review the applications of biologics in the treatment
of CSU.
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Table 1 Potential biological agents and targets of action

for chronic spontaneous urticaria

ik Ry i TRIT IS TR PRI 4339
Ligelizumab IgE [.0.1K
Quilizumab IgE Il
UB-221 IgE .o
JE % I IL4Ra

FIHFI R DT IL-5 I

DU A 2k LA IL5Ra I.v
AR PG TNF-a I-1
Fenebrutinib BTK I
Remibrutinib BTK 0.
GSK2646264 SYK I
Lirentelimab Siglec8 I}

2.1 AR A0 MBS 1 254
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55 TNF-o 25 4 300 37 P, DT 22 i <5 R 92 9k
R Sand ZE56F T ik AC BT KR PG 94 9T IR
NAEPETTRRE ST RO 2 2 P I 5 245 2R 2
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