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PN 7 40 B 2 100 4 SR TR A A A T R 0 L R U B T A L B
L2020 IF 504k 8 9 B2 20 e LA 0 1l A P A . S A E TR A I 2 R
A 3 0 A5 AR 0 B il A N AR K (VEGE) R AR
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EPCs #3248 EPCs M\ % B 55 21 408 i Ay ok 72 L 19 5
F8 4N ML EPCs i 88 21 40 21 e it | i S8 51 P9 S 38 405 3 o7 » B
55 ) Z RN E SR,

AEFLIRAST AN I EPCs i R 20 5 76 95 BEOR 2 T 8 86
i EPCs W] 8 3h 53 i A SRR I, it 26 40 i D L e 4k B - 4
VEGF. i/ I8 4 A= K BB F (platelet derived growth factor.
PDGE) %1 EPCs H 8l 5 tp 2 1 2 AL #EAE . VEGF il i
YEHF EPCs 3% il i) W Fh 2 {1 —— VEGFRI1, VEGFR2., i
3 EPCs (W38 58 . 8757 25 it 4+ (0 = 28110 S BXT EPCs 1930 51
[Flf, VEGF 27T i 5 75 5 3 1M R 7~ J00kE- I 1k 200 1 42 7% 30l %
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Murayama 254 R W0 & VEGF 1938 75 4 #% F8 20) Sle 1fn 3647
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EPCs B id /b 101 B /N Bk 8 i 2R i 0 iy B3 EPCs /b 58 in
Wi, 55 —J7if, De Groot -5 T 74 BB BB E, &
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papillary) #{i. EPCs 841, 427~ EPCs B A 4835 Fl 16 &2 15 ik
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