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N F B 55 8 B 11 (VE—cadherin ) F1IL 7N PN 12 40 6 285 53
¥ (platelet endothelial cell adhesion molecule,PE-CAM),
HEXZZRHEZWMEN K AEKRKEF (vascular en-
dothelial growth factor, VEGF) . M8 3£ 4t B F o (tumor
necrosis factor o, TNFa) , #4875 K 7 (hypoxia induced
factor, HIF) | 2H 22 | fi 9% 40 Jf B Ji 9 119 52 W, DA TAT 5% 1)
BSCB i i #:P

M1 ECs. 2 M A0 B R I 5T 4 i 43 06 1 448 Mt b i
Il BSCB RYEENENE, iE— P 4EHF T BSCB 4l AR
BN, T B R M)E . ECs F R 20 A 43 006 0 2 i b
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JBe J5t 0 L 53 6 Y EC ML 2H i 14 52 Jo 20 BRI B B i I T
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ROCK)., ¥& #f I 17 /8 A ¥ M A (cyclic adenosine
monophosphate/protein kinase A,cAMP/PKA) 45 i& 7% nl 5
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BSCB 3 325 P4 F+ i1, SC 9 i) e 5 119 48 M4 A B [ R Al W] A
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&, 95 T ZO-1 BRIk,
2.3 B AE KX BSCB 1Y fif 25 Fn i 9 4

B A A N R A A KR
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A AR I A8 H 2 A R I, 23S I sUA BSCB Y i i 1 I
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TR I ) Z AR RS, R N E A IR A B,
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321 WM AN EHAE (endothelial precursor
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TR T WA AL R BE AN R L, 7R R B SCL AR F%
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JRL Y [
322 EHEME R T A (bone marrow mesenchymal
stem cells, BMMSCs) BMMSCs 8 1A g 235 1l & 12 Wi id
T R U, RSN SE O R B EATE LA ECs®,
BMMSCs AJ 3 Jin G £3 /5 4 i 1 i o 6 1 A7 2, L af A
5 FE RSN 5 R & T e B A DGR SR i G X
SCI 19 5B WF 58 2 B, B8 A 19 BMMSCs IR B2 43 16 i
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ECs, 1M 2 38 a4 WA £E 4 R4 1 U5 ik 2855 32 X (brain
derived neurotrophic factor, BDNF) \VEGF 0B T B £F 4
4 il 2= 4< ] 7 (basic fibroblast growth factor,bFGF) Z¢ i
I A V) ST 200 L 0 R 7 e R A A A T
3.3 EWPRLR

TEAEFLRASTT  ECM A 40 it A5 4 R4 it i) 22 it 4 Ak
A5, I H. A 20 i R A S R A 2 92 nh AR T DA AR 3P
B ZAPER IR B A E L, X T RIE S RGN, ECM 5
AR 1A AR I L AR AR T, LA R AT 0 A 0 v
JEFE S 1 S D RE™, i, VEGF 7 ECM rh ¥ #Of 7 4
B E TS 078 PN B Il i 4 DX 1 T[] L 2RO, — SR 2 it
3 U Y A2 (A0 MMPs ) 1] DL fifk ECM 2028 C 4 IR 25 LA
FIT LA F B0 A B R AE R R AR,

YT ECM e I 48 AR ot B2 v iy J B0 ZE 005 R AL
A EYMOBE R AR &35, P ENRREEN ECM
PR ATLA A i A A 4 A1 5 1 ) R SR RN BB PR 42, D5
A, A= W BRI AT AR 328 3 2 4yl 20 1 Y A LT 4
202 R 3 A4 A B, T B 2 4 B 4 24 3 B0 An R
& XU G A& RN I R o 45 i A S, e i O 24y
B AR 32 20T LA S5 S P26 ] T A K B ey T 4
14 o A4k LA R AR A T 42 11 Sl SR A L
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TR R A A R TE A0 3t K 245 ) 40 il 3o 2% 3] SCT AR Az

T o K BE RO L8 ECs Bt BT Pl 2 AH A1 R 5 72
T =R R AL , © WAk B & — i T SCLJS 148 A v 7
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