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Identification of crosstalk between pathological angiogenesis and neurons in
regulating chronic pain

Kishioka, Shiroh

4,100,000

VEGF
VEGF
VEGF
VEGF

In this study, we determined the molecular mechanism of chronic pain through
relationship between neuron and angiogenesis. Macrophages and neutrophils were accumulated into
peripheral nerves after injury, and they produced vascular endothelial growth factor (VEGF%. We
identified the progression of pathological angiogenesis in the injured nerves using immunohistochemistry,
and these phenomenon was confirmed by proliferation of endothelial cells by VEGF signaling. Moreover,
pharmacological inhibition of VEGF signaling was able to prevent injury-induced chronic pain. In
conclusion, we propose that VEGF signaling-dependent pathological angiogenesis in the injured peripheral
nerves might be key component of chronic pain.
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