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SRR 1M (acute myeloid leukemia, AML) J&—Ffi {2
ZEVEAR S 1 3 1 AE 20 A A 1 T R M IO L 3T AR 5T R
AML % 5 T8 B Ay 7 R 5 A 2 b e
A N 2 40 i A4 K I F (vascular endothelial growth factor,
VEGF) 15 NOTCH 38 #% 75 1 15 J )i 1l 5 4 7 R e 16 787 2
(angiogenesis ) W17 B IS 4= . 4RTT, VEGF 5 NOTCH
KA ML AR A TP i B ARAE AL AT R . X P25 5 Tl
BRH) 7 TR RTRADISE A B TOF AR ST AML BB AL ST I
BN o ARSI R A SRS I — 4534

1 VECF {FS@HE AML mMEHFEHHER

AML J2 4 R TG () Sk Jop e, AR A 1 i3 400 e A
5 (bone marrow ) A P 14 59 3 B0 IE B BB 3 i sz A, 3k
T 100 240 L G i A 240 M BT A A L o A P R A T v
AR RIFGE B, AML (%) kA J R 58 18 T A 2 D
AT 116 %5 85 BE (microvascular density, MVD) J& Ji7 i 1fi 45
HAE B T — ISR AR, IR 2H G A AR DGR A L8 BT AL,
HENT T 5 A B LR B % S A e A 2 ik O B Y
HERAH, AT A AT IR B e R 5 0 MVD 15 58 % v L
IR 0 25 P R 40 L P 9 2 205 5 B WA 6 0 AT A o B
IR R TS BT S K . BN AMITSE B SR TR B
JLEE AML %30 MVD 8400, TE 92 1587 A 4, HLf -
MVD 9IS AML (9 BUS 3 Y045 0 i s %3 95
RN P 05 (AL) SB 38 B RE NG A b A AT T 05, R B
MVD 55 8E& T 41l (bone marrow stromal cells, BMSCs) T 434X
S E IR, 1 0 A U T A Z R DGR BT, E il
9 210 L 43 D 42 I AT 2 TR, R RE A5 S I A8 2B BN, YT 1Y)
VEGF S5RE5 | [ M55 40 M1 5 52 107, 1145 P B2 200 R 0 1 i s
2 YO ABE A, 22 TR AH BRI, 2 1 00995 4 A T 396 4 %) i B i A
MR R ARG R & MR M B 1L MVD 3 & 5 R I 5k B 1
L5 2 AR 80 7 A4 ML AT A A IR P e A T 355 1M 7
A BN ARG o
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1(ICAM-1) 17 P Kz 240 (9 2 3 , MTIT AR 3 11 4R 2% 00 40 ( acti-
vated natural killer, NK ) X357 A= il 55 P4 B2 400 i (e 6 B2
LI VEGF JE—Fh B4 S /EH T 145 o e i i A= K I 7, H
7F AML 45 3 A4 i F b E AR A . BLE & By VEGE
KL VEGF-A . VEGF-B , VEGF-C , VEGF-D , VEGF-E i
KT (PGF) , 5 =) VEGF 3% {4 ( vascular endothelial
growth factor receptor, VEGFR) : VEGFR-1 (flt-1) \VEGFR-2 ( flk-
1-KDR) | VEGFR-3 ( fli4) F1#f £ 4 £ neuropilin ( NRP1/
NRP2) '™ VEGF-A 7E 4 2 A0 40 il b & 5 % 32 5, VEGF165
AR FE Y [F 4 Mk, 7E VEGF &% b, VEGF-A I
VEGF-C 75 AML ()7 40 Jfd b #6151 B9 K WA AE AML £
214 ¥ L 200 I 7T R B8 7 A R4 38 VEGF-A il VEGF-C'™
S AR L5 4 DR A R, B MVD £ F AMIL £ 16 45 35 /1
T ol PR 1) B e 1l 48 A2 B 25 0 AT )5 1) AML B2 3, VEGE-
A il VEGF-C (¥ IfiL 35 7K SF- 23 W . R, AML A% 19 1 40
MiAH e VEGF 58RI B £ 35 in, 78 AML /N ER 3l Py B 7 v
RSN E I 955 20 M 55 55 29 E W] VEGF % 37 & (KDR Al
NRP-1) ff) mRNA 26 ik 3 &5, 76 /0 BUBE PE (1 1 % 4 80
VEGF165 F 4 11T 54 568 A7 40 6 PR 98 B 4 €980 ) 194 A K
SEHT AR I 10 A B, MR, VEGR 54050 (sNRP-1) B i i g
T A FRE 9 AR 1T W) VEGF nl 2 7 AML (193 2,
By VEGF $5HUHIWE R PTILAE AE R 25 Wit AML YAY7 /7 i
HEIEATF G o [E Y Wang 251 SR ] ELISA 24630 T 61 4l
ST I FR 2 (35 1) .6 1811 5 % .20 {9 % A 3) 1 1
3 VEGF ¥, IA N VEGF {5 53 6 &0/ AML H % 40 ity
TR TR A

2 NOTCH {5 Si@7E AML ME#H EHHIER

V22 g 1 R AR R 1 5 NOTCH 2k 23k T 56, 1
AR ZH 2R b g 2 I B A (R B Bz, T 2 [l — 2R e e vh oA [
NOTCH Z (ki FH Al e A7), an e FLAR S NOTCH-1 1 555
R IAIAEA R & R B A AT RER R . A2 NOTCH-
1 SRR AE G AR 1 T 48 B 1 6/ 96k L0881 48 i b g
B, Ellisen 252 BF% & B, #8 N2 20k T 34k 0 200 0 1 o
(T acute lymphoblastic leukemia, T-ALL) H1,7 51 9 5 e {4 {&
G t(7;9) (q34;q34.3) ] BT T 9 SR EAK I
NOTCHI SE[F W%, {ff NOTCHI Jfg py B i 4R A%1X 5 T 41 i3z
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& B (TCRB) £ [H /) 34 58 F F1 )3 o 7 & 4 Wl & TCRB
NOTCHI fift 4 3 R 45 i 4% 8 1 NOTCHL £ Ik Bt , & v T 40 i
rp 4509 5 IE R B0 T G4k i) NOTCHL fig N BEAH UL, e & &
£ NOTCH {5 55 BESAT , 1 NOTCHI i py Bl f T T RifA
A 2 1) BT 2 Ak, R T % R R T A2 P A B2 40 i 1
o MGJEE NG 1L T4 L (CD34 7 5 CD34  lin-) rf AH 44 46 1]
F| NOTCH-1 F£ [, 3 %F NOTCH 3 (A 7F It % 5 A= v i V8 3t
T TR

L5 A AR T 22 i 0 1 A5 % A IR 04 ol 1t A% % A=
HFMZEAE . M8 KA i R R UG P9 Bz 40 e S
FRIMAE & HF, 40 VEGF B3RS T #1755, P9 57 20 Jfd i 412 1.
B RAE TN, HAE T HE R AT U B 58, SR )5 N B2 85 & 4 32,
T RE IR o PR IR AT — 4 T00 it 40 00 A 7 400 i A4+ 40 i i A 7
BT, T DA & 1 43 32 B R AR RN 3 2 i 40 it ok 56
Mo WEFTHE A, VEGF fil NOTCH {5 B8 8% 2 5 TS M
PRk Jevm 4t i i 1 72 . NOTCH [ {4 2 25 35 T 41 ifg 2 a1 4 24
PR 1, J& NOTCH {5 53 fi v 3G 8 i 7 S R 40 R 7, il
Sy, NOTCH {55 7 A 5 AR, 2 BIFRZ o Jag-
gedl Jagged2 Al Delta-likel ( DLL-1) \DLL3 \DLL4, zZh#) 5246
P 2, DLL-4 32507 7 A 100 A5 oA S T s 40 i v 2 3k, T G
AT 41 i 3¢ 35 R /b, Suchting 2™ 38 35 57 5 5iF B, 24
VEGF {5545 S AR W BHT i /1N BRI P9 J T00 i 40 fifd H DLLA
2RI T 10045 43 37 % & 13 #2 32 B Maihos 25150
NI 7L R g 20 AR A AT 21 /N BB 1,4 T8 5 T U e e 04 T i
JRASE 2438 Ko IIE B , DLIA (1% 32308 32 22 JRy B 7 Pl 21 23 1 1 25
PN RZ 20 A L, T AR 4B B 1E F 4L 2 i 8 LT R K 38 DLIA,
NOTCH {55 7€ L% £ UM ok A v fE B A VEGF 3 [ 1) =
Y5, VEGF {55 M4 AT S DLIA %3k R 2, DLIA %
SR VEGF &2k ik L8, % &5 DLIA-NOTCH {55 f£ 1%
AR L — PR Y A R0 1A 2R 48 T AR 7E 1 3 i
e s M 6o, i HL DLLA k78 R1RIT A AML B 3
FIRE LI A B MTE 7E AML A | DLLA X
AML A7 5 B KR A7 AR KR A2 0 R P A A A S — il
PN A SRS T T AML BVEYT .

3 #I%) NOTCH #1 VEGF X5 Si& B & AML 85 Fi8 5
hHRE

[ 4 Lee 257 fF 55 £ W, ) VEGFR-3 Wl fi£ i AML A
% NK 40 i stk &=, AML B85 14 9 11 NK 20 i 6 iR
VEGFR-3( 3% VEGF-C 324&) , 4| VEGFR-3 A%k & NK
AR A TR T TEN =y KT (49 384 5, DR T LA 4fe 0 3
TSI VEGFR-3 {7 53 i ] 458 NK 20 0 2% 403 1 45 1, 9 4
MU S 4R 717 AML (] REYE . T NOTCH {5 5
FEE A R R B VEGF 38 #5192 5, DLIA Rk
AR VEGF 32 ik 3 3k b, I it A3 B8 ey 4l 00, 196 2 400 o1
VEGFR F1 DLLA-Notch {5538 75 & B AE MG YT AML (9555 1)
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