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Potential ther apeutic target cells of multiple sclerosis — myeloid cells
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Abstract: The discussion on pathophysiological of multiple sclerosis (MS) mainly focuseson T and B cells
in adaptive immune response, but less involve in the myeloid cells (dendritic cells, monocytes, macrophages and
microglia) in the innate immune system, which also play an important role in the pathogenesis of MS. The
myeloid cell population acts as antigen-presenting cells and effector cells in neuroinflammation in the innate
immune system. The interactions between T cells and myeloid cells form a vicious cycle which makes the
disease continuous deterioration. At present, the studies on the therapeutic drugs for MS mainly are focused on
the adaptive immune system, but pay less attention to myeloid cells. In this article, we reviewed the sub-types
and functions of myeloid cells, their changes in MS patients and animal models, as well as the effects of some
therapeutic drugs for MS on myeloid cells, in the purpose of finding new targets and strategies for development
for MS therapy.
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AR T IL-4 B O b R sk
MS B ke R EA A SR ER, 17— D5
e 7R R R VAT AR T T A
i B8 /b T CD14 Bz 240 M i B, A eiest JLfE &
TEmBE7,
4 Z5E

G A 35 A Je o) CNS IR 2 MS K
MU 5 R AE, — B LR T 4R B 40 %52 ¢
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