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[Abstract |

migration, and matrix remodeling. Glioma is the most common primary malignant tumor in the brain, which is characterized by high

Vasculogenic mimicry (VM) is a vascular network -like pipeline structure formed by tumor cells through deformation,

vascularization. However, antiangiogenic therapy has not achieved the expected results in the clinical application of glioma , which may
be caused by VM. Although its detailed molecular mechanism is unclear, accumulating evidences showed that the tumor
microenvironment plays an important role in the development of glioma VM. Here, we reviewed the recent progresses in the influence
of tumor microenvironment on VM formation and its pharmacological significance in the treatment of glioma. We also raise some issues
that should be focused on in future research.
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1k (epithelial mesenchymal transition, EMT) , X AF
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JL A J5T 2 1, Gy 2 1 A G A At LA R 40 L
Bif GERS ST A EAEH . MT1-MMP Al MMP-2
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HET fih & VMIE AR, 5 B0h i A8 A i 25
B, F0 T VMR BRRR S iR i A S ) R T T
o ARSCAER VP RYS T HATC & BN —LHA
P SR8 V TR 18 A Vs A 2440 L R R ) sl 4o o
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Table 1 Potential drugs targeting VM in glioma
TAEZY) YEHIBLI ES PN
VM
YC-1 LI HIF- Lo 2635 , S M0 MMPs 4312635 [16]
GAME P VEGFR2 W E AbalF i 26 (AR AN GSCIE AL VM [21]
SB225002 T 0] TL-8-CXCR2 3 % M I il VM A [46]
Galunisertib TN TCF-B 1 NITTFEMA Akt Fl Flk {5530 2 LA K 206 15 W i 40 ) vMOE 1L [47]
INEIRZEEMR R 8 PR MMP-2 MMP-9 \ FAK 1 PI3K 122 5 B ] VM I A [41]
BH =5 R B4
48 A= AR VM 3] 551
HDACIs(SAHA TSA%E) 3l ad 52 mi 20 2 (08 < IR e 1f 300 o) 200 Bl 3E 7% A28 [42]
LT 2 545 HIF- 1o FUH R 715 5 40 T VE-Cadherin . EphA 25 1938 35 K - , LA K i 45
PI3K/Akt/mTOR {5 53 4% [43]
N6-5E MR SERR T P Sre/p120-catenin i FIHIH RhoA-GTPase 17 [44]
ZR30 il EGFR/Akt Fll Notch1/Akt {55 5% 5 LA M A L 7 MMP-2 i 4k [45]
HET0016 AT ] 20- 2 FAEA: DU R A aE i 0] VEGE 1 HIF-Log™ A= (48]

B VMIE AL 5490
3.1 VM e Al

HATHF IS S RO & kT — S84 %t iR B
S VMR 53 B H (03 43 3B 7 AE BRI 3R
W, 3 5 07 FH — S 3 % A 0 341 79 %A% G 24 W A el
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JETIRE VML B s i o] 750) 50 T 3 ok 9] 45
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2R 2B, AT AR T 24037 a0 5 B, 4 5 AT
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3.2 A A A VM 9] F

T AR A B i A A Y Ik N 12 i () B A i
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F AR TR AL R ™ N6- 57 0 3t
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iPA ] VM I B AIL 5 P 45 AR ML AS [
iPA 38 3 #H] RhoA/ROCK 155, SBUILSHEE A /1
EFLE S, TSI AT RS e VMR B ; i H A 44T
M A A E &l s AMPK Gl . e4h,
Ke 8¢ BF 5% & BRAKR SD G N 410 B Ah 255 5T 2R 1
Fibulin-3 {4 28 {4 8 71 ZR30 1] 18 5= 410 61 5 S5 988 4n
Jid o i EGFR/Akt F1 Notch1/Akt 15 5 %% 5 L 2 41
JL A MMP-2 6 4k , AR G- A0 e S yg 1 5 £ 1 A

VM AR
4 RBESRE

VM BRI T A AT 22 B i 3
SRS, BT FA TR T IR0 40— S35 1 2
SEREE A IR DTN AR G AT T AR B fiE
TR R A A R R OBk o AN H AT
FKRE , VMIERE— 1T HZHNRER 20 TZ
5\ ZA A SRR d R R 1
BT 0 — BT AL 4% ECM 119 58 o437 T 98
AR R A AL 7 CAF 3 2 i AT 4 B
SR U VM T B 3308 - 4R A VML) S
TV 53 20 LA VMR TR 254, 41
13 JIE SRR 4 7 AR A E R
PESEN
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