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] 78 )5+ 41 (. mesenchymal stem cell, MSC ) /&

—RA T B Z RE T 400, BAT —E ) A 3R
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Wit B9 MSC 7E M 4 A1 8 E 6% i 2% 3K 3k b IR JE
PR R0 SR W, MISC 75 fib 980 43 006 1 2 3K A
KAAE 7, Wi /N AR R A2 K B - ( platelet-de-
rived growth factor, PDGF ) 3 i 4= K [ F-( epidermal
growth factor, EGF )1 i fi7 A= K - T ( stromal cell-
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derived factor-1,SDF-1 ) i/ FH T fig s ) I Jd 3457 o
PRLIEG , TF) 5 5 440 L T o 455 2 5 R B 14 A 504
J A . Stoff-Khalili %27 BF 7 7 , 45 i 20 it
TR BEFE YL MSC RE8 A R I FLIR i i 546 7% .
A AR > HIE S, #5405 F R AR #E 1Y MSC IRYT 4
{91128 R P JCA 28 40 98 JOA S — TE BCR  1 1  5E
G XA 1 A Tl R IV 3 B lopd 22 4 i
R 2T R SRR 2% . TS
FRBER H R T MSC 7EARSME IR R AT RE S K
Ak T AR A P A i e 1 7 A
KOVRIE R Y 4 4 R BTLL MSC PR IRIR YT
PRI AEAE AL, XTI, MSC 40 0 38 A A 1 3 1A
N Z BT ARG I s A% 7 e i R BRI BE , 1T HL
VNGRSO .
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Nz R A HfI( endothelial lineage cell, ELC ) %2
fHE P Bz tH 40 BfL( endothelial progenitor cell, EPC ),
P9 4 ( endothelial cell, EC )it A= K 1 4 i 40
Hfi( outgrowth endothelial cell, OEC ), iX 641 ffi = 5
MR W5 R0, ELC 76 MR & A & R i
B A EEAEH  ELC "R S 2 R0, 25
FEAR E IR B A A8 B . PRI, ELC [ Ji 98 448
AL R FIAL e 1M 458 i BE g AT e HE Ry B R
IT AT R A5 167 B DR 1) e e o i e
PR AL i A K 5% . HAET, ELC /31
BRI R e A7 i 7 %, R IA R R
A KA F( insulin-like growth factor, IGF ) IS N
M 4 K B F ( vascular endothelial growth factor,
VEGF )R BEHH 55 3 22 JE B4 A ELC, X 3222
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