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Abstract

Objective: To review the mechanisms of angiogenesis in the bone marrow microenvironment of acute
leukemia and its mediation of chemoresistance, and to explore anti-angiogenic therapeutic strate-
gies. Methods: Relevant literature published in recent years was retrieved from PubMed and other
databases, and comprehensively analyzed from the dimensions of molecular pathways and therapeu-
tic strategies. Results: Leukemia cells induce abnormal angiogenesis in the bone marrow through
VEGF /VEGFR and other signaling pathways, thereby remodeling the leukemia stem cell niche. Signif-
icant vascular phenotypic heterogeneity exists across different subtypes: FLT3-ITD AML is charac-
terized by reduced arterioles and increased venules, while T-ALL disrupts the hematopoietic micro-
environment via the PERK-ATF4-JAG1 axis. Angiogenesis mediates drug resistance through cell ad-
hesion, extracellular matrix barrier formation, and immune suppression. Monotherapy shows limited
efficacy, whereas combination therapy demonstrates synergistic potential; nano systems can reverse
drug resistance through “vascular normalization”. Conclusion: Angiogenesis is a central driver of
microenvironmentremodeling in acute leukemia. Future research should utilize novel technologies
to precisely define therapeutic windows and develop personalized combination anti-angiogenic
regimens.
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1. 51§
1.1. IEERNEREDFES

I A= i (angiogenesis) /& T8 M\ ELAFTE [P IS X 48 2 i L8 Ok /2, MR A A . HEUBE K&
PEAR T SR SE AR BEE B A T EGER AT . AR BDIRAS R, UHEME R AR T, B A ok R T
W, BONSCRR RN IG e . AR 22 FEERE (1) SCE L 2 — o FESMIR b, LA AR B R i S iR T HE
R HA g W A KR (VEGF)/VEGFR {5 538 28 e AR MR 02 I8 A a0 238 B i Bt
M AR BORIT 5N 2 Mo RE IR AR VR T SR 2 — 1],

1.2. AP NRNIESFKRARE R

SV I LS SV AR (1 PS (AML) R S PR b B A 1 I (ALY, S — 2 i B S o 1 1) I
T A T B R o R I AR R BE ] YR T (40 BCL-2 4117 venetoclax. FLT3 1|57 Menin #1171
S TT (XU v T 4R & 28 blinatumomab. CAR-T #7156 8 35 00 7 & /0 B 1 1)
B fE P A0 TP53 A . MECOM AR Y sl 4k & 1 AML 5 IV T7 SN 22« 5K 3 ey A A A7 A J 46
FEIR B 2]. B BEROA AL M R A T 24 R SRR RO AR A, 1 L A T T E 5 A B O
FECUREOCME ML N B A & 2 2% D Re PR RG 5 S I ARE (3]

BRLE, RN SIT 19I5 5 1 B ML PO S RO A ELAE . R BT IR T A, 6 T R A AR 7 0
BAE IR R X
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2. &S AR X BRI R B2 SRR HE
2.1. BRERTE MER B MRMAAEHEE S RENREER

SRR T, B RER A M AU BRI RIS, R XS5 O RHRIGE. FAE5%
ZEMOCERIRBNR 2R . WF SR BH, SRS 2R [ (M99 (AML)AH A et 733 2 PR i A iR ¥+, 40 VEGF CTGF
S, S E BN ARSI R L 4]0 IR AR R FE YR T BEOA SR, A A i T4
(LSCs)#e it 7 IRFP VAR AL, M SCRF HAT S I I 9 2 2868 /1 (5] b4k, AML 40/t vl iE i EHAH HAEH
P E B AN R TC RS L, MO Noteh {5 5B BSOS, 30 & 4200 e 4H i X 3 LAR] 1 (3 i AR
KIE[6]. 1E T LSRR B A P (T-ALL)H, E8EN R 40H) PERK-elF20-ATF4 Higkiig, T
VEGFA Fl JAG1 Z M A A 1 i, [FIRF#0] SCF Al CXCL12 Rik, R IE & & i T2 p L,
R A MR AR B 7). (AR RN, =490 RB BoR B T4 ALL 4 A 2w A T i 8 & Rl X
B, BN M IR0 1 98 40 ) 2 1) i LA AR A7 B Y e PEVE 8] X SSiFHR LRI B, 88 A=
AU A MR PR AL s M 4%, Tl E S S AU SR A e R 15 252 4 B LR (i B AT N o

2.2. FRIEHZM B MKRHMEERREER

ANTRDE B Fy e I 7 I AR R Y b I R T, O T LR PR SO S A e 0 A 4 2
1T 152 R GR35 (APL) B i, B SO 358 A7 A e 18 s ) L A BT s AR A s 9%
SEIS R, NB4 APL 4 n 2 3 02 30 A & Ik N 52 e (HUVECs)JE & IR g5+, IF il 1L-6 &2 VEGF
mRNA £iE, MR R T REHZS 9], M2 R, T-ALL RILH FE R 2 0E saRimE s,
HAN AR A T A, 8T 2745 Nestin+ & 40 M0A 3 $E X 4%, HAEALIT IR Ry 8omE, 32
71 L I AR 85 R AR A B L sh A M RN 45 (8] 2 RETE[8]. #E AML H, FLT3-ITD 5875 W 784 e B HH bR £ o
BRI RIS Bk 2, X — IR B AR TNFa 755 4 miR-126
FIETRATE10]. ¥6IT)G, BRI H177) B P PR TNFa /KPR miR-126 Ri&, {HRIMHE5E N
Bt LSCs MR ER, TERGRITHII[10]. BEAh, UM R AML B35 88 A7 7R 57
PE, AN[R] L9957 BEiE I 22 AR A SORT R B TR UR S IR R T MRS (1] IR SRR, AR
PR A MR 1 REER vs MR R, TRZHRE 84 1 S (W FLT3-ITD. ETV6-RUNXI1)if#%,
N AR S 1 TSR W B AR AR

2.3. MEERNSHTHZRIHLE]

I A BAE UM I AT I 25 TR AR F H 28 32 200608, FENLHIW S B B R T i 240 PR % PR it
PER . AR B A2 K e M A S RS 2 AN 2T . Bk, E 9 40 S8 98 P R 40 i 3540 i A h 3
JUECM)ZT vl B T 25 #il4n, AML 4@t Bl E-E#E AR (W FUT7 F1 ST3GAL4), 35
H5WE E-EBRERNSEG, £ S-ERMERIT R 2 ERE— DN, SEYIIER R4,
A f FH E-1E £ 245970575 uproleselan R 5% M AR LB /N BRAEAEIA12]. FLIR, ECM (1 5 YA AN
AEHEARAG A ER R B, PR 25909538 . WF TR, #EIA) LOXL2 HIGN K70 T 5 IR e SR 45 44y e B 1k, BELIB
H M4 S ECM B Rl R AR FAE T, SB35 3 sm BTl B T 4% [13]. T, I AH ORAR M 5 AR TR e
B 2. AML B8P LR AT TH i, @GS GPRS1 (5 SHBEK, 5 A MW AH ¢ B W40 i (LAMs) B2 1k
RGN R A, [ I 4 SR I 00 40 AR K I I 55 1 G IS HRE D RE(14]. A, AT A0 A A] 785
-4 f(MSCs)il i ¥ PI3K/Akt il I 75 FHEREAR . A 2BEI SR PRl B g, BEH9 AML 410
Xof 4155 2 AP O EF (T 250, JEFERE IL-6 20 WA in[15]. £5 KR AML #1, TRIM44 &7k Ik zh
TPE T 0E(Treg)if b, HOEMIR-Treg I, N SPW T HRRAM LR - [ B ACRERFAE, 5 2500 b i T
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Zy; MR AW T rTHE 0] TRIMA4, R ZWBURTE16].
g b, AR AR AN I S5 T R B AS 25 Wik, T I S 2k AR I LA S AR - S R A A
M 2R, BN SE IR IA T R SR RE AT

3. BIEAMEMENEE RN XBBERSZOS T
3.1. £ EMEE R{ESEE(VEGF/ VEGFR)

M4 P B2 2K R F(VEGF) A 32 & VEGFR 5518 B2 Va4 S (1 s A28 Az oL 2 —
FE 2 PERE 2 1 I (AML) AN 20k 541040 I 1 I3 (APL) SR by, B BB AR 58 S 0L 60 35 14 1t 2 A R o
H VEGF FiE/KFTHRE[9]. RAMIEFE R, %] VEGF mRNA F 3K a] 43 204 55 £ 100995 40 i 75 S 10 1 A=
JRHEJI[9]. VEGE AMUARBEAN AN g8 . IERE FVE R GEMI TR A, 3038 ik 8753 J I8 GlcH 45 v ) 4 3 4
Difg, S PABEMmRRAS, ATy A s 40 S (G R AR A7 2% A [17] [18]. #E4h, #E FLT3-ITD+ AML
W, A I 0 A 2 A ) TNFo v R P 40P miR-126 3Rk, [Al#2520 VEGF M 5544 S, #—F5
IR E R 25 F4[10] .

Il PR 4¥. JA 71~ (Translational Implications): VEGF/VEGFR i B AE A fi i 24 KT LS A2 R v, il 22
HEBE LI SRR VEGE BRI N 240 VEGFR2 FOBERRIIRZS , & Ifide 48 e i 8 AE s 25 (n
DUAREREPL. REAEE )R AT S Rfebr BT IR GRS, 75 VEGF $0 5145 24 545 2 1 [a]
WNIKEIT, AR YIRIE % .

3.2. 3E4RHS RNA ¥ IME4E e EE1ER

AR, JEgmAY RNA 7E UM I i AR s i 4% o B VE F A28 32 310G . KRk dESw S RNA SNHGS
E AML g% A7 YY1 B, d8id M8 SNHGS5/miR-26b/CTGF/VEGFA i, &G VEGFA {55
W, WM A 4], X — KR T IncRNA AIEIT “ceRNA” AL % 5% B 08 A %
K7 0k .

/N RNA (miRNA) [FFEFE M AR 3 s E A (0, 7E FLT3-ITD+ AML #E8Idr, Py 4
miR-126 13IA K ML 40 i 53 WA 1) TNFa 10 T, 530 CD31+Sca-1+A JZ AR/, B 5% & fs 1
YA PR S E A s TAEDL A MR YT IS, miR-126 FRIAWKE, ST A HE I8 i 386 55 Py Bz 40 gL 7 i e A AT
i 2L G — BB 90 [ 1010 eAh, PN B2 40 SR 8 T2 A A (EC-Apo-E V)i 4 ] miR-30a-5p A 3 i 1)
PML 2K, 0% EGFR/PI3K/AKT/VEGF {5 5@ %, {Edk R 40 i o4k S i s AR [ 19]. X degh R,
ety RNA AMUZ 5 B R4 5 A 54T i, & w55 55 b s sy 516 77 X RE e
HE P R 40 Ty BE, T EE A LA A B

IGRFEA G AEGnhS RNA (TR 45 M 26 N I AT BRI R br SR RURe e 1 T T B 4L 1 ks
lth. B REESMBAT SNHGS. miR-26b [HFRIAKF I VE N TN BT ML A G TT RS LR 7 E 4R b s
M PR 4 M A5 R T2 A M A miR-30a-5p MR MR, S/ BRI /AR S HUE#E [\] PML-EGFR %l 7] g
R B B SRS
33. BRIEESNIMEER . KFERES REIIGIFZREH

1 AL 975 X 50 s DR AN A e et 4 B 3 A e T e e P PR I B S5 A, e O B R A B AR
B 50, TR % M A2 5 VR TT RN
3.3.1. RMEESHMEEEMN NI RROEEELE

F I ALAE N 5 Fik G 5 DRDE I 22 J2 R ) 422 B S MR R 15, AR R R SR B4 U B I 454, T
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Fe 4 PSRRI . AR ELAE S by B S T B AT S . A IEHE W], ASXL1. SRSF2 1 EZH2
S YA T T I R ) A T LA B S T B RNA B2, S0 IR R 3R A R, b 1T 520 1 15 240 i
559 e 4 A BLAE 2% [20]. MLL-AF4 ff& 8 FUE P8 Pol I # AR R A& G, 7T Re Al # 1
5 105 AR A S B S O TEPE[21]; CBFA2T3-GLIS2 filt s 2R [ 75 P R 41 3 5% 3% R 40 b ml g adh adh 1 40 i
] (L e Ak, B BEIE S P R SO B3 78 Al A 25 TR IR B 28 79 I v () G5 A Ve SCREPE (2210 25 T B E 4R 4
W, 7£ AML 1, DNMT3A RAAE Sy i WML A 2 —, B G EHIEHE IR SE 0T VEGF Bl
BRI B S 1 DNA I H B4 AT BRB0E 2 10E A2 B R+ (W MMP9 ANGPT2) 1) J& 3l ¥ X 35,
BICI T A I I /A ) 3 A, TR N R 5 T A B DR R A A B A . SR ALIh,  TDH1/2
AR A B AR ) 2-32 I IR (2-HG) wI i i # i) I 2 Bt F2 AL B (PHD) A2 i€ HIF-1a, #E T3R5 VEGF
Bk, AU SCAARSRE TR CRIIE, 75 AML ‘B S5O 5 H 1 B AR STk A5 T RESE B0 N . TET2 SRk T]
REJE I 52 5-32 H B B iE (mSCY B, A M FRAS M DG R (0 TIE2. ANG)FRIL, (HILTE A 1M
I AR B H 1 B3 DR SR AT S A U

3.3.2. KBERIE: ¥ - BMRLEREN S FAT

AR B 2 P A T4 7 R R 5 TR S50 L PR AZ o1 o 5 L3 0 5 T S5 0 e e A R IR T
AE RS, TR A BRI 2 8 . AML JE B BE A BE(BMME) Hh LRy 55 i 35 7 i (AR
U, WP R R L T U A AT SR A (Warburg RUN)ME HR[23]. LRRHRFTER IR FE e
B SLC25A1 WFEATERIRINA, MR & R Atarik, £ AML IR SRt R QB [24]. A
1575 40 D B 0 R A I G 2 R S5 S PR A B B 5 5 SR IR S 7 3R (25 FLERIR AL A A2
BEMAE A §TORE FROEN; R 7 240 R TBOIR B 4 1 U AR e B AR PR 56 4 5 I o A P [R] 3K 30 e
Pekik[26]. FETHUVAUESRAEN, b = AR PRI IZME, TR R AN . A R A A
RORIERIZ 4R S, IR RIE - ARt mE, FEE AR E g, TR R &7k
ARBHRTT + R RIRT) A B S HTIE E BSRIS R, B ReA 5 S a7 8 9T

3.3.3. REMMBIRFEALE: DEMEOREETIEE

M AR 5 VESCHE, SR SR R A B 1 B3 @ ¥ . 1E Treg HZ)=1H, BARME AML
f TRIM44 )75 261538 1 0% NF-«B 50 IH] FOXP3 i fK1, XSRS T 4080(Treg) 010 5 5546
[16]o IXLE Treg i#iF CTLA-4. LAG-3 55 &5 s 73 740 CD8+(M. T 4, [F]B 73 WA K& IL-10. TGF-
B A VEGF, BEAZAERE N B 40 A 1S AL i, TR “ S - I R4 . TRIM44 ik n] feid i i
¥ EZH2 (AR sE T, 520 H3K27me3 7E G A L RS 31 X UTAR ,  MTTT R A% 14 Hh 81 e S 2 4l
RAS . 7E BV BARAL JZ T, IR A ¢ BN A (TAMs)fE 9 TME Wi 5 I e da i, 220 M2 %
4[27] [28]. M2-TAMs ifid 73 VEGF. PTN %K ¥ K441 hsa circ 0058495 HI4MBA, % MEKKI-
ERK Z5i0%, E et A4 s 5 EI[29] [30]. EMAE IR/ R, M2 40 it 38 i
CSF-1R /3% CCL2/CCL7 73t st Bz A 524, ¥ KA et 0B PE[3 1] 78 N K40 i S e A A A
JZT1H, VEGF i# i3 VEGFR2-SRC-STAT3 @ #4175 5 N B2 4l IA PD-L1, JE R “ Il 9% B R ” [32] [33].
R0 PD-L1 SR SCESE5E R T 4R K PD-1 454, S8 T HRheeses. HiK, VEGF fl#
W AR 5 E PD-L1 (sPD-L1), KP4 B G2 IS IEAR O, BT HUAIEIRHEN TRIM44
Al AEIELL TS EZH2 B AR EME, R0 H3K27me3 1E G AR IE K 21 T IX IpiARL, AT 28 Wik 4 1 3
BIUE R AMHIRAS ;. RN VEGF 7] 881 VEGFR2-SRC-STAT3 RIEIE 15 5 PD-L1 43¢,

IGIRFEAL R 7~ BRENIEIR] - IR EE B 2 2 4 RS HE T TRER (I 7 2 4R 5. (EAEMR BT R
JiTHl, BEAEREALERKE . MBI SRR e e B H A i (Treg o, M2/MI1 EWEAHAEG(E), wTHIEE
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AR - e - VE T =Ry R, TP AR AT RS AR . B IR YT O ik, A
WIS P A S U R B AR o AERE A SRBh BRI T I, £1% DNMT3A . IDH1/2 SRAZ IR Wi
25 (U PG At . SEARJE AR ) PT EIE 1 FE IS B R A R T IL A E F, 3R “ —25 2 207 S
ERRR . ARRFEI R ZAAEAR, AR E AT A AR - ARHPIRES - e R A 2 [H]
AR R, AMRERETT R T HIA

4. BEpFERMESE BRafraffsKiER
4.1. BEGHINESE BETTHIERMRG R

F10F LS P9 B2 AR KK F-(VEGF)/VEGFR 18 2 114 50 o B e 47 AR s 2 IR SR 411 1 3710 (TK s ) A2 H 1T 8 5 FH
MBI A2 259, T8 2 iR i D3RI R — 4, DURER BB R B3R B AR ZM(34] [35].
SR, E SV I PP ) SR 2 0 0 A VR TP IR RIR 28 A0 A B, 8 43 SR R AN RRSE . SRAS VR 24
i g A2 e A K% Bk = 25 BGAIE (0 T A AR b B[ 34 A PR AT 7t % IH 408 BB 2% RT3 ) St L ki g
Ji 1 IMPE (APL)ZH L 2= NB4 5 ARk P B2 40 R (HUVECs) 385 7848 R i L A2 i, P& I VEGF mRNA
Rk KON FR-6 /i, FEEERIN S AR, SR HIBTEPUE LSRR 9], (HAH G AR HE A7
WONBRZ . BRI S, SZGPUNeE A s S 78 S0t (1 I b oK R I B B A AP AR 3, iR TR SRR N
WUHIER R 5 B3 50 2 5

4.2. UMEERBREWTT. BEAT ReRIATTHRE

ST 2T AR, TR T SRR T P A S AR AR S G R o P AR 2y
YreriEsd “IE IEEAL” SO R OAEE, BERAT GYDIEIA AR, IR RS, TR THE
BIRTTRUR[35][36]. BN, TESEARRIH, $t VEGF ¥R 77 nl ] VEGFR2+HE F 40 f I8 T2 7 M0 T e 4
1 (PD-L1), 3858 T A g1k, 52 s sk 2 sl BH T 9T 2[32] [RIF, DUARERFBHTAIET )6 & Je ] #)1H] VEGF
FESHI N 408 PD-L1 B R 5ATE M PD-L1 (sPD-L1)43ib, $275 HH S Be bR 855 0 o 5 4 LA 1k )
FPE[33]. HARIX LGRS 3 Bk H SR AT 7T, (H LI S A R M S b T ReRIFEE A . bk, BT
TR R (ACM) 5 2R NK U569 AML 4080 &0l B35 s angn pu et HOPLHIES R G0 5% T M 4
JZET-(ICDYAHIR 3 B, TR SCRF BN A2 e 5 e VR T W R IR AT RE R [37]. R Ik, & SRIGAE
FLIRE e T B 20 e AN B e SCR A RARE 387, FRIETH VP& RO 5 Y697 3 11[38].

4.3. FBMESE RIRIEIFF &

N SRR ST A i 2 R e 1 22 . AR AR FH A A 24 5 R, T ALIR T SRS AN TR,
YPURBARP G I B E R Hilhn, — P T 70 MR 9K BURL 5 48 (CS-siRNA/PEITC&L-cRGD NPs)
A #E ) 3% 3% VEGF siRNA FI 2 B SR BiR(PEITC) 28 [ M4 PN B2 41 i 55 bR 40 e, SE B Bt i 2 26 i 5
FFRETRINE S, FA R AR, B — BT & 5 SURE 5 4 7 BN s gl K T
(bsMINM) 1] [A i 4141l VEGF #l Delta £EBC A 4 (DLLA4), 75 7 Fh A AR 7Y b 58 25 3008k g I8 A= e 5 4 K
I 55 2 8] {47 S B [ #8[40]. BEAE, 34T nutlin-3a 1] ApoE THEEAL T A1 I FL 4N K BURLLE 68 75 3k T
AN o A LA P R 240 B PR I AR AT, DD EIRES M T I S I 4R 284 1] TTE L 4h-11 (NIR-ID)
Wi 15 28 7 e s e L A BSGRI(W B @K 5 52 )0 i R B R T3 — A (N O IE BT AR Y pS3, K (i I 2 i e
RS F A PLIAE AR BOIRAS, A8 Rl iR AR K IR 52 [42] 0 IX SEH X SRS AR T T 2P 50 1)
PES 97 280, 038 5 e S R TR B B A S R S IR E A o A, £ JEZRAS RNA (41 IncRNA SNHGS)
B MLE A% 42 (1 SMYD2)HUBHE s A 32 th, AL A8 R o7 2 b4 1 JE TH R 608 7 [Fl[4] [43].
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RK, GEE RAMII Y 52 WAL A SRR, A B SDARAT Sk B O I A BT 0 57 e, S
BT AL BRI B R R [44] -

5. SAMRHBRMES Fil
5.1. ERFRPER S BRI BB HhEY

ST AR S I U AR B TS N 25 T B R R, E 2 A B S 1 R AR AL AT
FEBRKATENM. B, KEEIEHIS RNA (IncRNAs)HIESZ g i1 SNHGS/miR-26b/CTGF/VEGFA
ORI A, AR S ERE R MR (AML) R (R MU VE R (4], AR HAEAS [FEAL 3 i o (Y A8 1%
D B & 5 HAd 42 R 7SS TR R R RGE W o b4, Noteh {55 18 i B AE N K40 734k
A E RSP RCHEIER, (HHIhREZHERAL . 2 RSB E BIHPTMs) RS A iz, X 2B 5
LI A 58 v B B A AR AN S T I A8 AR 1 PR B SR T Sk Z TG I UE 4 (2] B8 I8, L Le i R 1-m]
e LA W E L2 P JEHThAS, W1 miR-126 #£ FLT3-ITD+ AML #RIdh BE2: 5 4l i A, SOl
I3 40 M (LSCs) % B 5 5L E LI GE, AT HI S5 V67 BCR[10] 0 IX AL B~ X a] P A8 45 4 v 1 T SR s
BT T B R PRk . 1A, iR A 5 P R 4 ) S R 1) R S AR v e A7 4 i [45], ThTE S 3 I i
RERAEE R, 2R U P R A2 15 58 Ak IR 18 2 R LR R A % b e & I S, H AR
TEW, HIL) T R A B AR SR B AR

5.2. IGARFELPHIME S BATT R ARRI S

BB 2 RS 4 S 4 8o 0 PR AL TG 3 A B S5 AT 2 L R . B VEGF/VEGFR
B Z DR B, (BB R A A W) 0 2207 O L R S ) 73
AL i, e NIRRT, BIRUCRE B T - v SR B A AT IS A, SR
SRR ST TR ST RG], AR (L, R ST RO T AR . P e
IR APLN S5 I 1E ML A BT M 5 SR I B VEGE SA97 IRSLARI (441, (LIGE (L 26
BT (X35 K SR 28 (0 T R« DS, S AR AT A RMEREAR < BT A 1
LASCBUREEIT AL, (L TUIAE ML S 08, LGRS IS B47]. BARHEI VEGFR2 HZK
AL AT 0 eSS P LR AV 7 RL481, (LB KHR A 2 19 L7 R B o 38 T
UYRHRE . BEIERL, MRS R B T BT RERERE B AR B 0 TKT TR
PRSTI miR-126 35 BALHEIEES , KB SN LSCs SEUAITIRINI10], Kotk — el T sk e ieny

et (0F “RIEAIT T AOVETIR U R

5.3. LM EERGARTTTHZANFIART 2

YHTRPUIL A AR SR TT I 25 HLE B T A BR, JCHRAE S AR 5t o B SR A 2
Yy A BB H) FI(TKIs) M VEGF B 5g BE iR BAEELIS Fal BHIHE M55, (HIRPR ST i H I
ARAGFIE I 25 R0 iR 52 2 (34 - T 25 7] BR IR T g A S I AR M B 0, 9 G sl SR 1 v 2555 S i AR APIR S
AT M @ B, 1T R A DG MR . BT 4 20 H S5 35 T A 43 8 R 43 e 55 4 ARl F-5eid. VEGF
MR I 58 AR 8 [49]. 4L, VEGF 5 DLL4 Z [BAFFE 7 R 5t 3R %, H—4m] VEGF W e 33 DLL4 A%
PE I, MITT4ERE I A2 5 [40], $ERZHE s T B . EAFERENE, KEEIERIY RNA MU S
M A RS, I8 RTREA S P R BORIT T 24, WA TE T 2501, H 3L B ARAE AL R R T 75
WAE M ERFRANE T, R, SHP2 788 AHC N B2 4i i il i ASK1/c-Jun/SOX7 s i Ak i, L4l
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