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Analysis for circulating endothelial progenitor cells in moyamoya disease
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1) Consumption of circulating EPC in MMD patients: Thirty-three patients with MMD
and 14 healthy volunteers were registered to obtain mononuclear cells and plasma. In the patients, the
circulating EPC was lower than control, and the circulating CD133+/CD34+ cells decreased after the
operation, significantly. The level of bFGF was significantly lower in adult patients. The results
suggested that EPCs would be consumed aggressively at the lesion. The pathological significance of bFGF
in adult patients is still unclear.

2) Analysis of iPS cells from MMD patients: The iPS cell lines were established from PBMNCs of 3 MMD
patients and 3 healthy persons. The endothelial differentiation was conducted on matrigel layer. The
endothelial cells from MMD were impaired for the angiogenesis in vitro, significantly. In microarray
analysis, it was found that KEGG pathway analysis of genes downregulated in MMD, that is, extracellular
matrix receptor-related genes were significantly downregulated in MMD.
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