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AR A RESZ 5 ras AYKF-o Ak, NgBR W] GE 52
i 2% f7 4 K A 7 (epidermal growth factor, EGF) 4 &
M K —ras fl H —ras 45, K8 K —ras fil H - ras
W5 A M A O 5 K — ras 1 H — ras
8 b 9 A Ry A 5 T i RO A R A A AR
X Se g R LR W AE FLR R T NeBR R i % 35 fE 6
Bk EGF 41 ras N HCT 0% PO 9 BTG o 0T 5T
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M S TE A RE T R VEGE/VEGE Z &
e I 58 2 BURFR E B ) T IZ P R i 4R, B VEGF Z 4K
SN K B — & AL A S G ( endothelial nitric ox-
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