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The role of semaphorin family in atherosclerosis

WU Lili', ZHU Li'*?

(1. Cyrus Tang Hematology Center, Cyrus Tang Medical Institute, Soochow University; 2. Suzhou Key Laboratory of
Thrombus and Vascular Disease; 3. Collaborative Innovation Center of Hematology of Jiangsu Province, Suzhou, Jiangsu
215123, China)

[KEY WORDS ] atherosclerosis; semaphorin; vascular cells; blood cells; angiogenesis

[ ABSTRACT] Atherosclerosis is a chronic inflammatory vascular disease with complicated pathogenesis involving multi-
ple cells and molecules.  Semaphorin is a family of secreted, transmembrane, and GPI-anchored axon signaling proteins
that play an important role in many pathophysiological processes by binding to their receptors neuropilin and plexin, such as
nerve growth, immune response, tumor metastasis, angiogenesis, and metabolic disease.  Studies on the cellular and mo-
lecular mechanisms of semaphorin in atherosclerosis have been progressed in the past decade.  This article summarizes the
research progress on the role of semaphorin in the development of atherosclerosis, focusing on how semaphorin affect vascu-

lar cells and blood cells, and regulate angiogenesis.
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1.1

Semaphorins and their receptors
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Figure 2. Semaphorins are involved in atherosclerosis by affecting endothelial cells in

response to blood flow changes
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Table 1. Role of semaphorins in neovascularization

Semaphorin M AE Jriig 7% Sk
Sema3 A ELIE VB8 4R i 2 L 92 T R S5 LA AR A AT R I LE R A S R A [25-28]
Sema3B ik HEFF P 200 300 11 A B 200 6L 348 5 R 0 6 2T i [29]
Sema3E i M5 2 A5 A P9 B2 AT AR B, 815 I A8k 0, 100l o 4 A [30-31]
Sema3F i YR A0 Do B ik 46 R A B T 1 45 4k [32]
i itk fEHEAR AR & [33]
Semad A (s PR HEILAE PN AR K R 3Rk [34]
i T N S A0 M3 5 AN RS [35]
Sema4C itk 5 e 200 7 2 A A K N VR I R T 1 AR I A e 4 [36]
SemadD (Sl VRN R AR Ak S T B, UMF] VEGF A 3% e v afn A5 A2 i [37-38]
SemaSA Sils R FBUIMAE 43 S A B, 1 0P Bz 240 B A 3 5 RS S R T [39]
Semab6 A i W VEGFR2 AYFRIA (i N B 4 I iy A= A A [40]
Sema6D s W B M VEGFR2 2635, A 7R I8 108 A= ik, [41]
Sema7 A (fFiis 198 VEGFA/VEGFR2 )33k H-0I2 2 20 fi 3258 A A= i i i [42-43]
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Ko W26 FERAT 5 o =& K AR PN AE A2 1)
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