Research Papers [ iEaE iE

N Lok semmmin
. . Progress in Biochemistry and Biophysics
14 2009, 36(4): 464~470

www.pibb.ac.cn

EphA2 X2 5 FUE A & U251 RYAT .
HE. ERMERNTAR

H e eV

,,,,,, £OR? REMY RERD FZA W B awF
OB MIBR S — A FSEBEARZEPIRL, JM 215006; P [RRLBE LIS EAD M 15 A ST, L 200031,

VPRI MR 2R — NREEBEAIEANEL, F5 2150065 9 g A8 K27 B 2R /S N REEBEAIZ SR, LI 200240)

EE  h THIFY EphA2 WA RN R U251 /e85, T TR HTRIIMER, H RT-PCR J7 A I 1E % ik
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YT 37C, 5% CO, K5 774 (Thermo 2 ) 15
Fe. IEH AR AR th 5 MR i 2 AR .
112 EERA S Ags. g0tk T
RNA (FITC-siRNA) LA S AR M6 27 5 1) siRNA
M ¥ E A ] EphA2 Hifkll [ 34 H Santa Cruz
Adl; DMEM T Bl i AR A Fl ;s Opti-
MEM DA 5577300 H 55 [E Invitrogen A F]; M-MLV
T I 1 Promega A W ; INTERFERin™ Ji H
AR A A Annexin V-FITC 48 i 8 748 I
A& H 2L [ Sigma A #]; Transwell /)W H
S [H BD AF]; CCK-8 4l M th Hoal I &l 5 H A A
{ZACEERE U . AR PCR X (Eppendorf 2
F)); SEIE & PCR {X(MJ research 22 A]); DK-8D
B AEYE K ;. Eppendorf-centrifuge 5810R =i
% B0 Hl ;s Western blot %€ )6 1% 1% 43 #r AX
(FUJIFILM); %40 i (3 E BD 2 ).

1.2 A%

1.2.1 siRNA it ME k. A siRNA-EphA2 1)
FEHI 2 M SCHR[12]4 %, EphA2 siRNA iF k25
5" UGACAUGCCGAUCUACAUG 3’, X 741
5" CAUGUAGAUCGGCAUGUCA 3'. JE¥5 S BaE ML
X R i A\ Ak, 1F BE, 57 UUCUCC-
GAACGUGUCACGUTT 3', Jx X %%, 5" ACGUG-
ACACGUUCGGAGAATT 3'.

1.2.2 RT-PCR #i il EphA2 #E K % ik . R 4
RNArose Reagent i Ui W5, Hli$ 1E 7 w41 23 &
PR RS TR 40 i U251, UST T RNA. 484Ny
HICEE VAT IR =, B 2 pg & RNA T 37C
2 DNase (Promega A 7] ) V4 fb Ab L, 76 300 % S iy
(Promega /A 7)), RNA [ 4714l 5] (Promega A ) 1E
F AT e % A5 1l cDNA, USSR =11 5 wl ol
BEA3EAT PCR LAY 1 EphA2 JE[K J2 2 GAPDH
S, PCR N AW F: 94C HAZPE 4 min;
94°C A 30s, 60CIE-K 30s, 72°C ZEff 30 s,
JLHEAT 34 AMIEIR; He) 72°C SEAH 10 min. A 5
Yy . EphA2 L3514, 5" TTCAGCCACCAC-
AACATCAT 3’; EphA2 Fiif5|#), 5 TCAGACA-
CCTTGCAGACCAG 3'; GAPDH L iif 5| 4,
5" GTCGTGGAGTCTACTGGCGTCTT 3'; K iii5l
¥, 5 CAGTCTTCTGAGTGGCAGTGATGG 3'.
EphA2 ] PCR /= #) & & 24 263 bp. GAPDH [1]
PCR K JE 4y 280 bp.  PCR =148 2%35t JIE B ek
JBEHLIK (5 0.15 g/L ¥4k 248) 7 B )5, GDS8000
EEE G 3BT RS0 A HT

1.2.3  #4¢ siRNA.

a. AN G RO AR IE . LI 40 ik
MBI EAEA3~5 AR gl i, 4l ik
INTERFERIn™, %% YL e A% 42 e e 4Ll 7] 1 10
WIREAT. BARTVE R BEGENT— RAU A R At
£, B gLy, o5 g M e R B N R R . M
Opti-MEM #; B¢ siRNA, JIN A J& # INTERFERin,
TRAT, IR RS 10 min 5040 M, GG
WCEEA . IR EE Sl 50 nmol/L [ 4k (.98 6 & bn
C I /N T4 RNA(FITC-siRNA) YL 40 fifd, 24 h )5
WAL A0 0 I P e e S O A e .

b. Western blot £z ill EphA2 & /K. U251
YT ey — REEFN R 6 FLTH, S5 Yo
A0 kA BE A 30%~ 50%. RiIRSAl. FEYL A
BIPTIR. BeYesy 3 M A 4, B gedRp e i
Z1(NC) siRNA 50 nmol/L, B 4, #%#4% siRNA-EphA2
10 nmol/L, C 41, #% %% siRNA-EphA2 50 nmol/L.
YL A8 h S CEA M, SRR E E A
7 ] Protein Extraction solution, Jf H. H] Bradford
R EA. AT 20 g SR TN 1
SEARR 2x ERELEPI, T 95°C AR M 10 min J5HET
AL TN I i e 12 F vk ( SDS-PAGE) , 43 B3Ik
FER 10% » BUZIHREE R 4%, FUZI T BT HUE
H120V, AESEIERRN 160 V. HIKSEH G, THR
200 mA, 90 min K2 15t 2] PVDF % |-, RJ5
% 5%BSA 1) TTBS =i & M 1 h, 5 ImA
15000 i B 1/ B Pt N GAPDH . 3¢ [ it 14
(Kangchen A ® )1 1 & 500 #iks I Hi A\ EphA2 £
TP, FRFEBCN S 1%BSA ] TTBS, 4T 4:%8
. TTBS PEBE 4 K, &K S min 5 70 0 A
1 210 000 #& B (1) = i B AT B $T e 1gG-HRP
(Kangchen 2 w), #i B %5 1%BSA [f] TTBS,
FimAAE 1h, TTBS P 4 X, HFK 10 min. 2
J&i I & W 0 1.5 ml SuperSignal west  Pico
Chemiluminescent Substrate(Thermo) 4T 14 %% & 6,
F Western blot %'t A543 A SR I 4.

c. 5K} g # RT-PCR(Real-time RT-PCR). #%
Pepr— RO MR R 12 FLPAR, 1S 4%
YLIky 4 M b 25 Ol 30%~ 50%.  SZEe4y 3 41, B4
3ANEHE. A4l: NCsiRNA 10 nmol/L, B 4]:
EphA2-siRNA 10 nmol/L, C 41 : EphA2-siRNA
50 nmol/L. 48 h 5 Wt &L 41 /e, il MG RNA. 1L
1 g & RNA SFESEK cDNA, FHYIZE) 2 wl cDNA
Y AR HEAT SN SE B PCR O . O NiAR &R b
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A1 pl 964kl EvaGreen (20x), T 514 1A Ay
TR, SO 4F: 94°C FiAs 1 2 min; 94°C ARk
30s; 68CIE K MIEM 30s, 82CHEH 2 s fitisI
W IR AK, BebR, JRHEAT 44 MRS KRG, H
AACT VE AT V5.

1.2.4  FAIH AN e T AR A 6
LR, 24 h JERE AN, 3B TR AT RS
41, HRH 50 nmol/L [ JLIKRIE, #5448 h J5 I
L4, PBS YE—i, HRHH Annexin V-FITC 4 i
PHT AR B, 185G 500 wl H
B, N 5 wl Annexin V Fl 10 wl PL. & 65
B 10 min Ji5,  F G AR I 40 i 3 72
1.2.5 CCK-8 frill 4 Mok 5. HF U251 4 fufeil s
—A~96 FLIR Y, REFLAIMEESZA 2 000 4, 24h
Ji . 4 100l BT BE R, R A4l ML, SR
10 nmol/L [F#EJLik &, 7l T#¢9%)5 0h, 48h,
72 h, 96 h, 120 h [r) 40 55 F5 W A 10 pl
CCK-8, A4fuGF4H ¥ E 3h 5, & 450 nm
AEWR G

1.2.6 i @GS, A3 24 h, 4040 1L
FRAREN 12 FLBR AT 4% G N 40 i fil 5 05 3
60%~ 80%, 73l AL SER ZH MG BAZH, e Geik i
%I 50 nmol/L, % 4¢)5 24 h, FAWCKEREASSLT
Rt B P SR AAH R — TE TG40 H X J,  RISRALl—1E
i, QR IE S 24 h, MEOIHES
5oL, RI4EMITRERE ), AR5 IRRARAT.

1.2.7 Transwell /)N % K000 41 L 12 28 68 J1. H BD
Growth Factor Reduced (GFR) Matrigel™ Invasion
Chambers A I 41 M ¥4 22 68 7. 15 5 % L 40
BEPEUR 1Y h 50 nmol/L, 43 T ) 4R S
U1, Mg s RmA TR 240 )5, ¥
Ji FBS ] DMEM & 8 K5 9% 2 500 w1 n A
Transwell Z/NE [ L%, AR F KL 2 h K
e kG, W E=ENEFREB, W FER A
750 wl 75 10%FBS [f] DMEM iR 7%, 4R)5
JRERE S AL O 24 h AN, FH A 0.1%BSA [fJC Il
i DMEM =l 5 75 58 F B A e, R if 40 i v 45
AEWEST VAN, WIS A 1x10° /40 i)
W B3, FFHJCMLIE Y DMEM bl R 75 55 4h
7o L EWWAE 500 pl. RN FRM P Ak E
24h, WELHE, Wor EETRER, BT
MR R i 2 /N N BE R L R 40 i, H 0.1%
SRR YONEE 15 min, BT, AR, REHE
(gl L O A RO M 25 5

1.2.8 Ziitortfr. &S ERE 3 kL E, ik
KENETLRE R —. Bt
sigmaplot 10 A0 #r, £ds M W LL 8 Student ¢
K HEAT, P<0.05 WARA SR L. P<0.01
I BAT B g2 L

2 4 R

2.1 RT-PCR %l EphA2 EERXIEFR

RT-PCR 1l 1F 5 o 25 20 94 Ao Js Jo 98 4 i 2R
H1 EphA2 SR ik 0L, B 1 WoR, IER 4R
H1 EphA2 mRNA FKik K FARMG, 1M 75 e 5t 97 4
Jf U251 Fi1 U87 ' EphA2 mRNA (1) % 7K~ 43 5
HIEH IR ZA) 8.8 A1 8.7 fi%.

bp M NT U251  U87

300 Pe—— EphA2
100 263 bp
300 GADPH
100 280 bp

Relative level 1 8.8 8.7

Fig. 1 Expression of EphA2 mRNA levels in normal brain
tissue (NT) and two glioma cell lines (U251 and U87)

2.2 HFSIRNA

YRR s WAL P BATRITFE 4 50 nmol/L
WA LR 096 FITC (1) siRNA, #£4% 24 h Ja 440
J, P A M AR e e 2% . 4 WinMIDI 2.9
BAF AT, M2 I BUEACK B PR G %, 8] 2a
BRI R A 70.31%. Western blot A6 4% 2y
10 nmol/L A1 50 nmol/L siRNA-EphA2, 7t 48 h )5
LSRR B LU R A . 42 Muti-gauge
B3 #r: Y% 10 nmol/L siRNA-EphA2, £ [ )5
(P HIL £ 50%, %54 50 nmol/L siRNA-EphA2,
A TR0 B L 70%, HAE g E X
(K 2b). SEZH % 5 RT-PCR 43 %) # 4% 10 nmol/L,
50 nmol/L siRNA-EphA2, 48 h J5 U AE40 i, Hihide
RNA, AR50 Sl cDNA, % #8521 ¢ & PCR
1A R PRSI s % siRNA-EphA2 J& 5 144 ) 1 20
LA mRNA KT 148 4L . 45 2 opticon monitor
analysis software #XAF/ 4T, #4% 10 nmol/L, 50 nmol/L
siRNA-EphA2 Ji7 mRNA ]33k /K155 [ 44 6] B4
FHECAY BIBRAR T 45%, 70%, B BUEEE 3 IE
SSER P HAME (A 2¢).
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(a) (b) (©)
| 12}
120 NC SIRNA-EphA2 -
) M2033% 5 7031% 50 nmol/L 10 nmol/L 50nmol. 2 10T [
g My g So8t
2 M1 5] EphA2 AT SRS o
S 3 £06
g *
GAPDH #ise il e 041 *
0 2ozl
10' 102 10° 10° 10' 102 10° 10
FITC FITC 0 ; 5 P
Blank FITC-siRNA

Fig. 2 Knock down EphA2 gene by transfecting with siRNA-EphA2 in U251 cell line
(a) The transfection efficiency is tested by flow cytometry, and the transfection efficiency is up to 70.31%. (b) Different-concentration of siRNA-EphA2
or 50 nmol/L of non-specificity siRNA (NC) were transfected in U251 cell. 48 h post-transfection, the EphA2 protein were detected by Western blot.
(c) Silencing the receptor EphA2 inhibited the expression of receptor EphA2 mRNA in concentration-dependent manner in U251 cell line through
Real-time PCR. The values of 10 nmol/L and 50 nmol/L siRNA-EphA2, were considered significant at P < 0.01 (*) versus the control respectively.
The results are expressed as the x + s from 3 independent experiments. 7: NC; 2: 10 nmol/L siRNA-EphA2; 3: 50 nmol/L siRNA-EphA2.

2.3 Annexin V, PI SURA I 4RREIE T Bt o3 B B0 AL P 12y 6.56%, B
Yt 48 h i (¥ siRNA-EphA2 SEI AL MU FIH]  siRNA-EphA2 Z1I0A T %4 28.21%. Zil 2243t

PEXTREZLANML, )] Annexin V., PLXUH, B P<0.01, A RFHE(E 3).

A SRS A B TR AR 2250 . i WinMIDI 2.9

NC siRNA-EphA2
10* 10* 30+
. [
10°t
16.32% S20¢
g
2
10°+ %15 3
i
ot
10! -
0, 5 I
1.66% 11.89%
SR L 10° - s - L 0
10° 10° 10° 10° 10! 107 10° 10* NC siRNA-EphA2
Annexin V

Fig. 3 The graph illustrates Annexin-V/propidium iodide staining of glioma cell line U251
U251 cells were transfected with small interfering RNA (siRNA) for the receptor EphA2 (50 nmol/L) or non-specificity siRNA (NC) of 50 nmol/L, then

the cells were subjected to flow cytometry. The values were considered significant at P <0.01 versus control.

14}
2.4 CCK-8 ¥4  siRNA-EphA2 S5IEH R 1% 2l
siRNA f5 A i&5E7K Fa9as ik 1o}
SYMITEREY 0 h, 48h, 72h, 96 h [ A Zos|
LML TR, F 2 GG EE VAR 450 nm A4S I 06}
TCPE(A o), T AN T R 1 R R {2 2 ok 0al
AR IR BE AR 5 V% 4 M3 0 b Le ) J5UE, 3RATTR 0.2 - : : :
LI B sSIRNA-EphA2 5 [ P50} 41 (NC)AH Lk 4f i ’ %m " e
HasE 2 2 T B B I 4). Fig. 4 Knock down of the receptor EphA2 gene inhibited the

proliferation of U251 cells as evaluated by the CCK-8 assay
e—e: NC; 0—o: siRNA-EphA2.
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2.5 G OMA RN AT AR

RN JG %% 24 h o] DUG Y, 55 GL [ PEXT
HAHLL, #5950 nmol/L siRNA-EphA2 1) 525641 i
NS AR P40 M i 298/, K155 EphA2 Rk
P41 BT RS fig 7 32 B (K 5).

siRNA-EphA2

Fig. 5 Sliencing the receptor gene EphA2 inhibited

the haptotactic migration of malignant glioma cells (U251)

2.6 REXW

Transwell /]38 [ 556 25 B (] 6 ) v B G
2t siRNA-EphA2 40 F1L 5 1¥) U251 4i i 77 /) = 5 1)
I M B W B D T XTI AL, $2R EphA2 JE A
(IR T A AH B 12 2268 1 52 2146

Transwell
Wancae o U0 G St |
o 2 N

100 |

80+

60 -

Cell counts

40t

20+

NC siRNA-EphA2

Fig. 6 Knock down effect on EphA2 by siRNA

attenuated U251 cells invasion ability

3 it it

R I R A X W (RTK ) A B 7 i S e Ak
BRI =), 5 NSRRI RAETRREGHT
2R R M. Eph K052 H Al K01 i e K — A
RTKs W%, EphA2 /& Eph F 5 5 AN E b,
‘B LUl MG AR S X 45 ephrinA1-AS5, B
BT, WS M I S R IR B AL, AT
PTG SRR G SRR fLs, FESH5RIAE
B, MRS T ORI AT RS E R, K

MIWFFCR ], EphA2 75— i 41 2 b I Rk i
W TR A, XM RAR R A TR
JEORE . ST ST R BH 90% I £ 1Y 1 3 1k i IR
L ZURDR 4N B 22 7P EphA2 mRNA 4§ 115 i 21 21

e . HAE BRI PR 4123 K IR EphA2
IS TF R . AT SEERUESE T fEp A
I SR 4 L 2. (U251 U87)"H EphA2 mRNA #ik/K
PR E T IR AR A, k] WL, EphA2
TEAREE IR TR (1) R AE R R i Rt 31 T — e A
. I HARIE AL R )R I8 TR — AN AT LU
B 2B IR YT IR

EphA2 #7540 Mo i A P Ak 2 a.
ephrinAl BCAK 5 EphA2 Z RS AT E G5,
AL EphA2 Z 4R K AL, Wil fE ST
FIFUHE ST AIME R AR K, RESE, RS2
G WL AT LAY EphA2 244 H S BEf#. b, fEhsan
Hirf, EphA2 i & LB R Aok & HRIE KT 2
Fhem, SRR TR A, g0 R
AFEI, 51 EphA2 ANAEFT 25 5 40 i 4k I i
PREEA F R AR, R, EphA2 iR At sk
DT,

EphA2 71 1E % 40 f b 1/ AR IRAE : a. 7EIE
WA, EphA2 5HECAK ephrine-1 4545, W LA
1E— RAUM 40 & 40 i Ras/MAPK. 2% 16 )
JF H.AT LAYk 55 /1 PDGE. EGF. VEGF %5 5] iz 1)
MAPK [F13% P, A0 40 f it 39 5809, b, 1E
i, EphA2 ATLLE S 41 ET:. BEIUEY,
EphA2 JEHf R p53 KKK (p63, p73) % i 4L
KN, WEMRILIY EphA2, T LLIE SRR (K R
%1 SHP2, Al FAK LR IFR3E, FAK 15
SRR B A, T A R T R AL e
EphA2 il Py X SAM &5 #4358 1 R 57 1) Tyr932 1R
WG TS SH2 454, 1MRZ S 5T,
FiMHAE S E AAEE, W Ras-GTPase #i% & 11«
Wl PR TR LIS 3- SR (PI3KC) 58 AH LA JT 1) 2K 1 R 46
A SH2 ik, Mif EphA2 o] LUl Bk A
JEOREE, ATAIMIEA . FERE )5

MR AN B, T EphA2 N AEAT AU 5 40
LA I O A4 &5 G o R A R4k, LA, EphA2 7
i 98 40 P (A S JEAE I 40 R AR AN TR
EphA2 75— RGP PE R o — M e, ©
PEHET i 2B K nam T 4l MR 22 RE ). AEE
() AR, T Al A, dn i 2R K
a5 40 e 2 [ s A B R T Al



2009; 36 (4)

SRS : EphA2 XM FIEMME R U251 BAT. 8%, TRMEENMSE

“469+

EphA2 JRAEUS. {E KI5 EphA2 LR LT,
FEYLIRIK EphA2 SEARMAR, 5| RS iy A4 AR ik /) A i
FEAN I T 0, HOX AR AL B B2 RhoA
GTP FEE A6 0o, e R 958 T ephrinAl
(P3G PE A4S EphA2 IIRIA BRI, I Hukss 1 b g
YN MIFIT AL FIR 22 A8 )20, [y, EphA2 7688
M Tk MR B R R TR EZERAEN,
EphA2 FIH /K ephrinAl 3k T~ 22 Fios 41 20R0 3
M AN RS, T HAWE EphA2 135 46 m LLH 55
JHRIRA P I A 2. T UL, EphA2 7E R 2 iR i)
YER R Z RN, JEH SR8 s rEAE oG, PRl
EphA2 AT ARA —AN B (19A 7 i s

RNA TP A ARSI B — B SURE 1 71>
55T RNA FN4IHE, Al B AT [RI96 7 41 1R 5 R Rk
2 B, Pl A I R 3 R 1
Jiik. HAET, SEOXIHAN FH iR 3L RE T 8

55 E W8] B2 40 MO AH EE . EphA2 i %1k %%
TF) 5 960 400 P 28 e D R I gg 421, 9% HLW A RNA
THPHEA T EphA2 13818, 51k T HH caspase-9
AT, 98D IR AN S g, PRARAR 28
FERL G ™. B WR A, gt fr
siRNA-EphA2 f{1J50RL, &40 S BARK-AE 1,
e KPR TR AT 585 BE RSP, 4278 RNA T
PLH AR H] EphA2 JE R 1 3k 38 18 7] LAAT R4 40 61 i
BT A

A S SEAEWT ST UE W] EphA2 75 % 22 B b i
SRR o R A R R . N £F X EphA2 1#)
SiIRNA, JUHF% G2 FUm 41 il & U251, &I,
TV AEAEFE R KT A2 B K, A 21 T 4
YRR S E SIRNA AL SO, X U AT
b2 45 1 F) siRNA-EphA2 JE A5 %010, 7F EphA2 ik
FIEIK, FRATIE I CCK-8 4630 £1) 241 Jifa (1t 438 K
TS PEARRS AR A PRATZ B A, tkah, H
T3R5 8 Annexin V., PT XUGLAS I 145 G2 N &t 5]
FEJEDA siRNA A1 11 52 50588 4t e e 18 72 L T3
TR IR T 2R A 2 T D PR AL FRATIE R
FH 4 Mo 3T % R4 28 07 T A 0@ A sE K R
Transwell /N5 SCEEN], 75 EphA2 fIRFIA4], 4
45 11 @ e 08 s R4 3T A% 6 g k2 HL4n
MR 2RSS, XS IR S5 S
SR, EphA2 ot —AM@EE A, " LUntk
JR IR 2B KRR 2B S 7. 4 FRATTHE 17 3 6) EphA2
Jeis P T AN B0 T AN T, s T an

Mz & s, Mg R Liu 6 P7E 500 41 i
U251 i gift ephrin-Al, KILUESS T I8 40 Ha i
HKNES Bl 1 25 R — B

BeAl, BATTSE G 5 2w R (O IEAE B
HN) 27K, EphB4 X #HE TR A 5 U251 (1520
W RARBIAERAE . TS, T, BREFIK. M5
EphB4 HEL, 401 EphA2 JE K5, 76 40 o 4 i
N BT F% R4 25 5 T H L T LA ] EphB4 55 i
PIAER, ABLEA0 M T 07 TH, P IR 2 R 45
(1. Eph ZKIEA IR 2 HAMMI e b, TRLE R o3 A f
28 o2 JIIRE 1A ) SO AR IAE B R W2 33K — AN 1
PREERNHIFITIT] ] .

AHIEGT A 1] P A0 R A FH A X 52 A K 24 TR
A EphA2 524K 1K siRNA, VTR iZIE N %R IA
fif U251 40 7Esdss. T . TR . RENIMNZ
5L, £ T isH siRNA-EphA2 & —FfAg 2dh
il U251 40 J B EAT AT, 2T siRNA-EphA2
W REVE T MK, O 6T FBA & —1
HMed, AR — ST

2 % x M
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Function Study of EphA2 Gene in The Cell Apoptosis, Growth,
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Abstract In order to explore the function of EphA2 gene on the proliferation, apoptosis, motility and invasion of
glioma cell line U251. The EphA2 mRNA levels of normal brain and two glioma cell lines U251 and U87 were
detected by reverse transcription PCR (RT-PCR). Then, the function of EphA2 in glioma cell line U251 was
analyzed by RNAi technology. The expression level of EphA2 gene was higher in U251 and U87 cells than that in
normal brain. siRNA targeting EphA2 was designed and synthesized and then the siRNA was transfected into
U251 cell with a high transfection efficiency of 70.31%. 50 nmol/L of siRNA could lead to over 70.0% reduction
in EphA2 protein and mRNA level detected by Western blot and RT-PCR respectively. The cell proliferation was
notably attenuated and the apoptosis was significantly increased after EhpA2 was downregulated. The migration
and invasion of glioma cells were also attenuated when EhpA2 was knocked down by siRNA. EphA2 plays an
important role in the malignance of glioma U251 cells and may be a novel molecular marker for the malignance of
the glioma cell line U251. EphA2 could be a potential target in gene therapy for glioma.
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