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Abstract

Keywords

Notch signaling pathway plays an important role in angiogenesis. It has gradually become a research hotspot
in recent years. It participates in collecting endothelial progenitor cells (EPCs) to ischemic tissue, degrading
basement membrane, promoting EPCs differentiation, vascular stability and maturation. In the heart, brain,
and lower limb ischemia, it plays an important role in angiogenesis. On the basis of in-depth understanding of
Notch signaling pathway, this paper expounds the research progress and significance of using it as a target drug
to promote angiogenesis.
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Figure 1 Notch signal path conduction mechanism
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Figure 2 Notch signaling pathway involved in endothelial cell

differentiation mechanisms

0 (#ik) NE 94/

W Notchf5 538 B il 71
&3 Notch{s S1# i 5 A F R

Figure 3 Notch signaling pathway and cyst formation
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