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Mouse bone marrow derived mononuclear cells differentiated to endothelial progenitor
cells (EPC) and smooth muscle progenitor cells (SMPC) in vitro. EPC and SMPC injected
via tail vein selectively migrated to tumor tissue. These cells partly differentiated
to endothelial cells and pericytes. Antiangiogenic gene therapy with SMPC transfected
flk—1 ¢DNA by adenovirus vector suppressed vascular development and tumor growth.
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lial growth factor (VEGF) & ifi.%& PN Bz il
FHICHEIL L TWAVECF L& 7 % — N B
A2 L TWAZERHLMN LR ST, (Tor
imura, et al.Hum Pathol 29;986-991, 1998)
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(Yang, et al.New Engl. J Med. 349;427-434,
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J Oncol. 16;375-382, 2000) & X— R~ 17 &
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(1) GFP "I v AV z=v 7~ ZADERM
faZ PRHL L, BB P IZVECF & L < 1%
PDGF-BBZ U0 L, 1fiL & PN B Rl A 35 &
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(2) Western blotting (2 T "] ¥&
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(4) flk-1cDNA % #fx % A L 72 &N
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