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ABSTRACT Objective: To study the relation of ABCG2 in glioma angiogenesis with VEGF, VEGFR and CD34, and investigate its
role in angiogenesis, and to analyze its effect on prognosis of glioma patients. Methods: A tissue microarray technology of glioma was
used to analyze the rate of ABCG2, VEGF and VEGFR (flt-1) expression in glioma. According to the numbers of CD34 positive labeled
microvasculars, tumor microvasculars density (MVD) was calculated. The immunofluorescence confocal was used to detect the
coexpression of ABCG2 and CD34, VEGF in the vessel wall. COX regression model was used to analyze the relation between ABCG2
and prognosis of patients with glioma. Results: The positive expression rate of ABCG2, VEGF, VEGFR and CD34 increased with the
pathological grades. The expression of ABCG2 was statistically different (P<0.05) among each pathological grades except the grade | -
II . The expression of ABCG2 and pathological grades was positively correlated; moreover, the expression level of ABCG2 was
intimately related with MVD in tumors, y= 0.540, P<0.001. The MVD in gliomas of grade Il -IV was higher than that in grade [ -1I .
The genes of VEGF, VEGFR (flt-1) and CD34 were also analyzed, showing the average value of MVD in tumors expressing VEGF?,
VEGFR"* (flt-1) and ABCG2" was significantly higher than that in the ABCG2" tumors (P<0.001). ABCG2 was co-expressed with CD34
and VEGF in the vessel wall. COX regression model showed that ABCG2 could be as a prognostic factor for the patients with glioma.
Conclusions: ABCG2 positive cells have potential to differentiate into the tumor vascular cells, which would be significant for the study
of tumor blood vessels. Furthermore, ABCG2 expression may be an important prognostic indicator in patients with glioma.
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B, AR SRR ) I R 24 v i A AR AL TR SR B T
A — R I R HERVE R o A SCRI SIS e 2l
U E gLt et s A RO IR R WA R | 43k
I o968 S8 R =B R 2 & &5 %32 /& G2 (ATP-binding cas-
sette superfamily G member 2, ABCG2), IIL.% N &4 K K+
(VEGF) ., 55 W Je A= K 73244 (vascular endothelial growth
factor receptor, VEGFR)FI1 CD34 ik BYAH &ML 2 ABCG2 5
CD34 f3egeik , o B ARSI R Y% . I3 it 22
F5rHTR A COX LM XU A5 70 12 25 [ IH 43 BT #615F ABCG2 5
JKE o dg R T R 0C 2R o

1 MR 575

L1 IR BT

ST PTG SR A S [ P 7RV R R R 2% 58 DU I PR = A7 B iR
I FARIGYT USSR bR A fy R 3, 2L 135 4], o 5 1
70 B, 2ot 65 B, AR IR 4-72 B AR 36.84 % Sitilc AR
N2 GG 5 AR ES R AT Kamofsky 3T 43 (Karnofsky Perfor-
mance Status, KPS) Hyr i . WHO JiFE AR 5% , AJ5 BT
{FE  BF ARG Karnofsky 143, B35 A Frad i), b 4% S
7T 18] (overall survival time,OS ) F1 JC i Ji& £ 77 it 1] ( progres-
sion-free survival time, PFS), JiHE 435432 2 I WHO 2000 4F
M E R IREMIE R RAR G, TEFTER 135 B3,
WHO [ 2% 18 4], B4 T A I8 4 iasgd 12 6], =48 0T B 4
FERANAIEE 4 ), EEI T =B 2 41); WHO 11 9% 48 i, 3
rhiRiE R R IR AR 42 4], RO BT ARIE 6 £4]; WHO 1 2%
34 5], Hor ] A A MO RE 31 5], o] A 2Dt e Fo 2m if g 3
1, WHO IV 9% 35 5], Ho b Jisg Joi R: A g 24 3], SR 4 o dgd 11
il
1.2 BRBEARRF&E

99 $HL L G RGN A SLD) R AT TR S W A AT
Bbr A 45, I H e BUA AR B 98 DX 3o o, g A4
LU R il AU &0 o A A28 TR/ K 42 mmx 58
36 mmx (= 15 mm, 7E SR 36 mmx 30 mm 5 B N T FLCE
2 1.5 mm) , PTG R BB SR 5 7 3 e e 2 AN
TCAY X SR A B ZUE A ZS S PR ALY AR T
oL AN A - DN S L 4 AN - 2 A9 S AT R N
25 NGB SE el A AU 5 2 R I He s 6 5% IR H A A
LU Rl—F A Y A . B EEREGA, RERY A
B 4 pm 3EE29) 87 I BRI RAR AR I U Ao
1.3 g Aal

BRI GG B, B e W RIS 5, LIBR I 2
JBK , F koK e fs PBS WK sk i i A8 52 (AR )0.01
M .pH 6.0 BUFFEIREE il , A SRV 55 T PBS ke ;s Lhid 44k
SN, >k BELBT N IR M i A g 15 43 A PBS whit s
TN 20% 1E % = NS 205 T £ 30 min, 572 0% B — 4t
(FBT A ABCG #Hiff , e [H Abcam 24 m), TAEMEE 1:30; fehi A
CD34 Hifk, [ Zymed A F], TAEWEE 1:100; Bt A VEGF
Ui BBt A VEGFR &, 42 Dako 24w], TAEWMEER A 1
100) . Fe Ut B PR e S — B B 31— e VR B R T4 A |,
SRIGTE 37 C M TEE 2 /N, 7E 4 Cad g, ik —+i, FIH

PBS {5k 28544 EnVision £ &9 (RIFADTE 37 C ILIFFH 30
4380, PBS 1l s R Z & BRI (DAB) il AL & i 4 10
ST TE SR T IR G A R S Y LK e ek B 5
FAZEIEK 0P R IE TRAR B YL, 0.5 %Eh iR Bl 2, —H K5
A, SR R A e
1.4 & HE % R E ( Immunohistochemical and Grading )

KX , AR AR AT 200 BRI Y
G ALY AT , A — B R A& 25k B T it
R —EEs R
141 ABCG2 MIRELRHE ABCG2 FEREAT UMK,
B AE R, R RE T HRFRIA SR 5 ASRET A A M
TN P4 A A S, B 200 43R = PR Am A A /(BH
Sk + BAME A B> 100% . 20408 A BE 2% 3 % 4 5 IR
Mohan 2B H i FR A, 2R 430 3 A58 B, BAME: 58
P, LB ARM A 4355350 0 %, <10 %,>10 %,
1.42 VEGF #1 VEGFR WEEBERFIE RAPEERMRIE,
FH G 58 3 (ST FEE 20 M E 43 (PP) (R ARy i A7, B
VEGF #1 VEGFR 43 )2 W 1F43 (immunoreactive score, IRS)
=SIx PP, Y@@ iR IR 50 4 GO0, 50 0 4.1 4 .2
433 4%, A R G B R B4 Ik  TT A IRAR A R
& A, PRGN E W58 4 A0, 15 0 431
A32 45 3 4 il R R BRI A R X 2N <5 %, 6 %~ 25
% ,26%~ 50%,51%~ 75%, =75%. $RJ5iH5 IRS 1543.0~2
SRV RBAMEC-), 3~ 4 ST RS FRPE(+), 5~ 6 43T
FEE (), 7~ 8 4 LA _E PP A FHAE () o
143 MMEZEHE RH CD34{ENS M, i CD34
PG NRRE , F2I Wendner S5PHR HS 130T %, R0 e BT 8g
HEUN A UL % B (microvascular density, MVD), & 4G5
FARARBE(100% ) FEAREF PR i &AL SRR,
TEJRE AT DX 3 PN 44 0487 TR B e 22 ) IX 3k 3 S il )
“H 7 (hot sport) , i A5 ER(200% ), 5 AR “HUR”, T
BRI CD34 fRic BRI A B , BOP-BHENE A IZ A S
MVD {8 , % T4 % 0 B0 10088 P B2 AR, R e A 1ium
ol e A0 SR AR A0S, TR Ry BRI A 5 1 40 B R A A S R A
DT I A
1.5 R ELLE

BRI A UM R, 2B K, bR s & s
AU U BELIT PR e AL L T 209609 1E 8 2 I yE B . il
FIMEE A —Z—Pi(Rbi A\ CD34 Hi{k, £ Zymed 2%
Al LAEHEE 1:50; 5 fabi A GFAP $Hiff, F# Dako /A#], LA
W 1:200),37°C Z=RBEE 2 /M, ARG —)2 ZHi(F
Pi/hRIE / FEPif 1gG— FITC, sigma A ], TAEWEE 1:100),
37°C, #EOGEIRE 1 /hE, whBEE A R bt (BITA
ABCG2 $iffs, JE[E Abcam 24v#], TAEMREE 1:30; siEPLA
VEGF $iff, £ [E Zymed A7), TAEWREE 1:100), iS5, 48
JETRME Z R =5 (PN 1gG— Cy3, sigma A 7], TAEHE
1:100), 37°C ,ESEHFF 1 /T DAPI+ Hre A8 it Ao
CD34 F1 GFAP FH 1= 4t i W] D0 241 Jfa #% N 4 €2, 5 , ABCG2 Fil
VEGF [H4: 20 mT LA f A% N 2T k.
1.6 BALRERMBENE
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TN W PSR, BRI 415k 564 nm Al 490
nm, WLE Y] R 441N FITC F1 CY3 ff 7n () CD34 \VEGF,
ABCG2 $1Ji, 250302 AN 2 IS E0O6ER R CD34 il
VEGF [H¥:A0ME, 040N B L EA0O 08 ABCG2 [HH#:
YN, WLEEANERES : XY e [|]— AR FH PR 88 D' 4 )
YEB R , 23T B B S |, FA5 R — X AT ta sl 5,
FRICH =R
1.7 Git=4> #7( Statistical Analysis )

Bl R X8t ARfEZE (xt s)FR SR SAS B4
#ATGEH T, BORRJr 43T, Wilcoxon 535, Spearman 454K
FHOCFIAES AL ¢ K, WU 43 H R cox BIFAETY L)L P<0.05
TERA G ERE L

2 R

2.1 REANER

TEIER NN, R W ABCG2 ik . 1M 1E i S5 I88 2H 41
Hh 32 Y 240 S RS B e R B €, ABCG2 BHE (T 1) 1
ARG I B A, R RGAE, 5350 1T 28
11.1%(2/18), 11 2% 12.5%(6/48), 12k 44.1%(15/34), NV 2K
43.3%(13/35), P HFRIEFN 26.7% (WK 1), 1EFTHFTE R
bR, AT e B FE S R 2 R PR LA 1 200t 3 3K
ABCG2, Jf HL7e Fl SR A8 A 1) O 4 v, He ABCG2 TEAER A
BRI 22 s WA TP UM PO B4 i, ABCG2 RKKFfE 2

v, TIN5V 22 [, Ho2% 5 W35 (P<0.001) . 3K
T4 ABCG2 5 i BREY 3 2 A1 AT A 560 H , 45 R WoR PR
2] R A IEA G, y=0.301,P=0.004; 534k, FAI kM
ABCG2 588 MVD 7745 B 1) 8 % .y = 0.542,P<0.001,
T ESE &I, VEGF 3 223635 F I FTJs 4N AL(TC) sk
I3 P B AMMI(EC) |, B e i FR i AR RS, R R ikiE
oA, WA B Rk, AR SO R i 2 g rhs |
TG SRBE X S ) IR A, VEGF R sk ssR ki i 2 (B 1),
1 BNV G TR A, VEGF [HPERIEZR 4000 1 9
11.1%(2/18) . 11 2% 58.3%(28/48) . 11 4% 88.2%(30/34). V4%
71.4%(25/35) , V3 RIKBHTESR R 63.0%, VEGFR PHIEFIAZR
SRR T 9% 27.8%(5/18), 1T 2% 43.86 %(21/48) . T 4% 70.6%
(24/34) 1N 9% 60.0%(21/35) , -3 FHEZH 52.6 %, FBLH K
T A P R AT RS e e v, Bk B AR A (B 1),
CD34 FikF IMAE P B0, Je R BEASE . T EIV R
FEbRA T MVD 4352 1 9% 3.84% 2,63 11 4% 12.469% 9.45,
I 2% 27.29+ 20.45 IV 2% 25.82+ 1531, JE 19.25% 16.54,
VEGF Fl VEGFR PHPLESHROM A F 5 , Sl 4Rk 2 2 24Uk
BRI R, NUZEZ | SR ATE 3, L 5 Hph S 4
ASC H I TEA AR, A R S MU DL AR A A4 . A
LA A P PR AR 1, A8 S I A T PR PN R AR A —
BRI, X — 2RI ] A CD34 k(8 1), T Mgl
b M A P R A0 CD34 Jemfiik , MVD %) 2.8 0.78 4>,

VEGFR

B 1 KREHAF ABCG2,VEGF, VEGFR #1 CD34 5% HU LR AL (* 200)
Fig. 1 The expression of ABCG2, VEGF, VEGFR and CD34 in glioma by immunohistochemical staining(x 200)

CD34
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% 1 RERERAKFRE ABCG2 RikKFURE CD34MVD)K % %
Table 1 The level of ABCG?2 in different glioma and its relationship with CD34(MVD)
(Pathological ABCG2 VEGF VEGFR
n CD34(xt s)*
Grade) n (%) P n (%) P n (%) P

I 18 2(11.1%) 0.1% 2(11.1%) 0.01* 5(27.8%) 0.02% 3.84% 2.63
II 48 6(12.5%) 0.01** 28(58.3%) 0.01%* 21(43.8%) 0.01** 12.46% 9.45
I 34 15(44.1%) 0.01* 30(88.2%) 0.3" 24(70.6%) 0.3" 27.29% 20.45
v 35 13(43.3%) 0.001% 25(71.4%) 0.001% 21(60.0%) 0.001% 25.82+ 15.31

FEor I 5 ALR; 11 5IIAE; # I5IVALE; # # V5 ALK,

Note: * compared between [ and II ; **compared between Il and IIl; # compared between Illand IV ;# # compared between IV andIl .

22 ABCG2,VEGF #1 VEGFR £%&3%Z 5 MVD fytE XS4
ARAMET ABCG2 5 VEGF Hl VEGFR k1M, I
SIS S5 KFUEMINE R ENCR (£2), HEEHE
VEGF [0 v , ABCG2™ 41 Fil ABCG2* ZH % MVD {5 43 5l
S 4.084+ 0.234 Fl 14.350+ 1.710, Wilcoxon 45 i+ W 15 H
512.00,P=0.05, P {5 #23 BBEAR 50 K 1 (= 0.05), K B R AT
FUIE A B SCE R B B, it — 25 % ABCG2 Flfise e 1l A=
RCAIAE DG AT 04T - VEGF BHPEZH H, ABCG2™ 1 ABCG2* 1y
MVD S ¥ 4% 5 S 21.954 £ 3.310 H1 33.796 = 5.023, Tiij
Wilcoxon W {2y 813.00,P=0.01,% W] ABCG2 1] i #£ VEGF
5 R W I A B R P R R AR . 7E VEGFR B4
2 ,ABCG2~ 41 fl ABCG2* 41y MVD EH{EH 4> 5K 9.977+
0.968 #1 23.852+ 3.639, Wilcoxon W By 869.00,P= 0.036; 7

‘

=

¢: CD34+VEGF

VEGFR [0 H, ABCG2™4H Fll ABCG2*ZH ) MVD E-¥{# 43
W 19.152 + 2.734 1 34.121 + 3.8092, Wilcoxon W {f 4
455.50,P=0.01, %5 F42 7% ABCG2 5 VEGFR 3 |32 (1 145 2k
J, I FLSC R AT REJE e 2
23 RRBERIEZER

M PR B 5 D ARRERRE ) CD34 Fll ABCG2 74 i SR8 1fiL
P RS eak (18] 2a) 45 14 I A8 P9 B2 L3 2 B 8, 5 19 1 38 A 2
ILFERFE G VO A o A 9 e T AR Y 5) o DA —AN I
WA bREY) VEGF 5 ABCG2 7ERUIM A P 7 il 7w Hh ek
ik (F 2b), JEBA AN R A HAT X BB R A7 #E . CD34 il
VEGF 7ERUE Pz LRtk (B 2c), [HREREEAL 2
5, —SBRn A RIRER, — LB RN RIXHIR ST . GFAP FI
ABCG2 7Eff 4 rhiseA tom R B (1E] 2d),

a

d: GFAP+ABCG?2

2 ABCG2.VEGF.CD34 # GFAP 7E R B A SR A P R R Bt HRERIA
Fig. 2 Fluorescence microscopy analysis of ABCG2, VEGF, CD34, GFAP in glioma
7:a: ABCG2( 41 )#0 CD34( R ) SRE WFx; b: ABCG2( 4% 8 )1 VEGF( 41 & ) SR MR ;¢: CD34( 43 8 )0 VEGF( 41 & ) B WE; d: ABCG2
(408 )F1 GFAP(R & )REIR,
Note: a: Double labeling of CD34 (green) and ABCG2(red); b: Double labeling of ABCG2 (red) and VEGF(red); c¢: Double labeling of CD34 (green) and
VEGF(red); d: Double labeling of GFAP (green) and ABCG?2 (red).
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3% 2 VEGF.VEGFR #1 ABCG2 $:ki%5 MVD % &
Table 2 The coexpression of VEGF, VEGFR and ABCG2 and their relationship with CD34(MVD)
Groups n MVD( xt s) Wilcoxon W P
ABCG27/ VEGF~ 48 4.084+ 0.234
512.00 0.05
ABCG2"/ VEGF~ 3 14350 1.710
ABCG2 / VEGF* 51 21.954% 3.310
813.00 0.01
ABCG2'/ VEGF* 33 33.796x 5.023
ABCG27/VEGFR™ 61 9.977+ 0.968
869.00 0.036
ABCG2'/VEGFR™ 4 23.852+ 3.639
ABCG2 /VEGFR" 38 19.152+ 2.734
455.50 0.01
ABCG2'/VEGFR" 32 34.121% 3.8092

2.4 FmERETENS EZ COX EY3AXUEE bk HIHE 7 47

KRR 0T, A 9 AR A REMEZE S K LR D
AP 2R EA T COX AR LU 31 [l R Y 23-Ar (35 3), &5 R K A S
AR B A A A S, 735l % ABCG2, VEGF J CD34,
ARHT Karnofsky ¥-43, BRI (5 4) . 42RFHIARHT Karnof-
sky P73 <70 F 1) 22, RGO TURE TS 0T i O e ST
(715 - ABCG2, VEGF Fl CD34 = /A~5 Kk E A [l 45,
S AR R IR SO A TR 2% o I Bl il A=A T
FATA I ABCG2 VL 9 To o e A= A inf [l T ABCG2 [
3 E

*®3 135 BRI R R A B E RS
Table 3 Summary of univariate analysis of survival data of 135

cases of glioma patients

Univariate analysis

Variables
P (log-rank test) HR (95% CI)

Age 0.0230 2.75(1.56- 4.84)
Sex 0.0250 0.50(0.26- 0.93)
Pre-operative KPS 0.0010 0.63(0.369- 1.07)
Pathological Grade 0.0001 2.84(1.61- 5.01)
Post-operative radiotherapy 0.0110 0.45(0.22-0.87)
ABCG2 0.0030 2.33(1.36-4.01)
VEGF 0.0033 2.42(1.27-4.56)
VEGFR 0.7720 1.13(0.53-2.34)
CD34 0.0005 4.01(2.01-8.01)

4 135 G R By A COX |3 & E&E A
Table 4 Summary of multivariate Cox regression analysis of survival data

of 135 cases of glioma patients

Regression
Variables ) P Relative risk

coefficients
Pre-operative KPS -0.015 0.031 0.752
Pathological Grade 1.241 0.025 3.396
ABCG2 0.962 0.020 2.602
VEGF 0.406 0.010 1.534
CD34 -0.431 0.043 0.650

3 PHig

TERTFERIR A2 LR A ML , BRI TSR 4 A B

TS PR R I PN B AR AT AR, X LA R I
98 T 2 R el H DA s 20 A ke 5 ik g T4 i 2 36 AR5
SR R EA R BRI N T T =, 7 R T 4 2
[ ARUT PR ) At A A SR VR L (HUR, e T4t i
2V IS, ST S 0 108 5 12K A2 M e 7 200 A2 i g T2 B L
FEAE BUMTAS 2 F LE 8 e o 240 M 28 2 Tk - Manotis 55 S S 7E A
255 B P €5 U8 I v R I R e e 4 T A AE A IS Y
FAES ST RAE A EE, FR Bl Rk (vasculogenic
mimicry)”. BfiJ5 , Chang 5573 78 45 B 96 Hh & 30 H 10078 P9 B2 240
i ek e 200 o ) 2 5 2 P AR o A5 T L FR© B 3% 38 (mosaic)
M3, 2B AR A0 —4 , b v i 0l A8 PN iz A
W2 A G A M, B B R 2B M, FRATT 38 A X e B e
ABCG2 ByBF5E, HAEEREUE S TR T 20 M AT DA% oA i i 4
N7 2

ABCG2 & ATP #54 £ (ABC)EH G FEHNRAZ —, &
BRI AN 2 24T 25 i A i TE e ok, BRTE & &K
HME— ABC 5321, 6B 88T 40 th 45 — M (side-popula-
tion, SP) T 4HffT , 20 5 2 T 40T 0.05%, HEAH PRSF iR
T A B e e . AN AR IR AT 4044 ABCG2
R ek, HFIR 50T 40 A i R DA O, OF BLAE
M4 % & BB AR, ABCG2 % /E3Kik . k. BRTAM
ABCG2 AELJZ A0 3 T 4 ) 14 5% 3 14, ABCG2 W] LA i iE
SP & Ifi 20 g Hh A3 A 15 1, (ER: ABCG2 78 it Hh ) & 4% 4]
B AR RSB TE Y, BRTHEN , ABCG2 7] GE3# o 445 T2
MLA ER SRS B G IG5 e, NS S5E R RN KT
SRR U p RN RN A I 40 AN Fe ik ABCG2,
I, ABCG2 # AN —Ff T A0 MIbR 124 , 55 1 Mt 1, R S g vh
3BT AL, Miranville 55024 g 17 20 21 28 Jie S il Ak
U8 B0 R L AR T A S A5 B 1 B BT 43 ( Stroma-Vas-
cular Fraction, SVF), ¥ ABCG2 1E- T / #H4mptnES) , 0F
FENRNTH AP A B SRR A0 9 T 40, Aronica S5WIF5Y T 24
P R AT, LOARCAE bR RN AR b R 2R B0 kb
ABCG2 [FRIBNE I, 4550 % IUAE R e IR 2R Bom s E bk,
JBE 5T A LR 2 TE AN ik ABCG2 5 T 78 5 SO 1Y g 9
Jhr, ABCG2 HRih /KB B A i, H = b F A e
M, HHX— RN AN E R E RS, BT,
ABCG2 7ET- 243 A A4 e % 25 49 Oy Hh A/ A IE et 53 vp
1417, ABCG2 BHPE A4 i 598 T~ 20 B2 75 1T LA A4k ok I P 2 41
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M, SEESS AN R AR, AR G,
ABCG2 JAfafif e, XSy 2 T4 g i uEHm L
ERA, RATZE R A (E 1), T4EFREEH ABCG2 BE7EK
TR T A2k, eI TR 4L 2R A I RE 1k, O H R
FRERG N g e R R A N B i, T T 95T IV A L
253 1.3 (P<0.001), ABCG2 FHE A% 15 i s B ) 2 1
AHG,P=0.004, £ 3R KK 5 I B0 I A8 A % YIAH OC
ABCG2" [ifji MVD B i 5T ABCG2 ifag, 53 4b, 85 H PR =
ik Rk, 5 R MVD 4 A KSR AR — B, 78 5 U0 B
P

VEGF . VEGFR Hl CD34 7 il 3 A il 72 Hh R & A8 AT s>
BITEEL 0, B SO 1L A At AN A, B4 4t b v 2
ABCG2 2 5iiE M E MM ALK, M VEGF,VEGFR fIl CD34
T B SR8 1L A At A P, W 2 S LA A G e 7 3RAT
HIREIE 45 320 : VEGF .VEGFR F1 CD34 [H: £ kR L
U2 S5 988 2 P R B B N ) [ B, ABCG2 36 3K 7K P-4, 1 755 (P<0.
05); ABCG2 5455 #H % 5| () Spearman 55 2% AH 3¢ 43 #7 2 1F AH
;9 H ABCG2 FiA/KF-5 iy MVD 534036, y= 0.540,
P<0.001, BF5EUE B, T 4MAEAR 5 TR 1 ABCG2 H& K 5 s 41y
75 T JRg 1M 4 A R A% 3L ) VEGF \VEGFR il CD34 H
HET LA, DL RSB ABCG2 76 AN Sy i
A A AR EZE T AR ke M AR A IR

TE S DEOGIE B AR X L4 A F 9% J7 1T, Sisodiya 25 U i
PRI R, AR R A BB AR ], ABCG2 &
CD34 701 Factor VIIT 7& S5 S50 i A0 i b Jeg 26 2 P9 1 48 v dk 3k
iK. Gussoni ZF 42, Duchenne's JILE 37 A B /N R i ik 3
S50, 52 5 ABCG2 BB BERIE SP ANt o , gk
Pz T AU A, AW ENR PRl A I EA LR A R
ik ABCG2 1y SP AIfiA w] LA LB 1/ BLC DA, B
FIA SLIHF I 4 2020, w22 1 AR L B s I T 40 i LR A
LT = F Z ] LI or b, 454 3CHk, 254 ABCG2 BE &
KT HLRFRRZE T / A0, e T / AHAN 23k iR
I ABCG2 7EINAL 2, i STI8 T 40 A mT g% Ak i
LALLM, DT T BB I 4 S A 5 1 e AR A
A8 0 e e oé e L 42 ok ( 2),ABCG2 435Il &5
CD34 VEGF TEJB BTy 45 4 rh 23855 . ABCG2 Hil CD34 7F
Jhe SR IS P e 663K (), A8 YIML A PN B L3R B, A A I
B ILRARES, SR M RO A AY 40 A A 5] . VEGF
F1 CD34 7EfSUN A N K EIRIL ik (b), RiIFREAR £ 5, —L
RIS F IR, —SE UL A FIR HAR 55 . ABCG2 1 GFAP 1%
i HeZRTh (d) o ASBIFFEIE B T DR I A A B 2 P gz 200 B
KT RS E 1 ABCG2, XA PN K 40 i ds & 2 B
CD34 FM A P9 J 40 K 7 VEGF, WEB] T TC 1 TAMEC
EIRT AL R SR A, RO RE T / M40, i H. ABCG2
R ML BRI, P TTSE IR 25 ok R 4 g 2590 ik B2 DA

SR AT Ak, X AT BESE ABCG2 $2 00 535 155 o BL i

ZQ[ZZ.B]O

Jie 596 AR I LIS A2 30 22 [ ), S A 5T, FRAT
SR AR RPN AR AT Kamofsky P43 AR5 I 7 3

HF Wi )5, ABCG2 VEGF ,VEGFR F1 CD34 ¥ A [A] 4 51 i ot
FERIRKVAFAE RS, ABCG2 5 H =38 2 i) LA MG, H.
M B T o Z2 R AT e th 5 AR s ) 32 2
B 2K e R AR R T Karnofsky 43 i EIZ ) S ABCG2 .
VEGF Fil CD34 )ik . 7EA LT ABCG2 HiH i) HR=
2.33,P=10.0032, XJHIR e A A1 i3 5 3 ABCG2 78
Z R AR P HR= 2.594,P= 0.02, FIERBHA 3 4
AAEARA, BRI AT REAE S TS KR o AR R
ABCG2 XM I 531 H= W2 R P AT a5, HEX I TR ) af
B A TCRAM , 388 ) ATy 5 2 — 2 5 0FSE
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