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4 9 A& K HF 5 PI3K-eNOS 12 & 3 2 xf g JE A A K B
2 384 AR 3 1E

B BEF R BB RHL FaKk
(# E] BH BT A K B F (VEGF ) X i i A5 780 K BRUbf 22 4851 473 1) £ 57 76 R B MLl

Tk FEET AR R RE PN TG i I ot S R AR Y | A R 5 TR R T A 2 N D B BR A AR, BN A R
M50, Q-PCR K Western blot 43 | #: VEGF &b BEXF 41 i T-AH SR 1 B ik EL 4 -2 36 8 ( Bel-
2) \Bel-24H2¢ X & [ ( Bax) 51553 FEAH OC B (W5 DR BEWLEE 3-3 % ( PI3K) | P ¢ B — 4 (L 0 & i (eNOS)
FImRNA LS B (IRIBHSEN , G5 R B A SR vk B A2 5 T v, D Ao 2 40 6L i A 2 230 400 i 14 7 7 3
P WREAT , 43T E (92.34 +4.12) % FI(98. 23 £2.74) % B HikEN 0, 4 WI%HE 200 WM 400 WM 1E H f5 ¢
A AR A FHL DA Ao 2 200 B Bk 2 2 A A B O B A R A TR 40 R (65,32 £6.45) % (53.21
5.03) % ; HE R A FLANM)G Bel-2 AYFE 11 ARG, Bax MY IR IATHE , % mRNA #3519 Bel-2/Bax Lt
H B F ML (P <0.05) ; VEGF BALBEANIG Bel2 AU R W5 TH 8, Bax B35 B W%, =% mRNA
FiEMY Bel-2/Bax HE B ZEF+R (P <0.05) ; VEGF FiAL AN 5 PI3K ,eNOS 92 [ Al mRNA Rk g &
T, ERAEGHFE L (P <0.05) ; PBK IHIFIF eNOS 11 7] #i4b BLAR M5 |, 54 & BR AL FRAR 1L, Bel2 |
Bax HIEE FIZRIB LI =% mRNA RiE M Bel-2/Bax HE M AL 2E FH LI 4E XL (P>0.05), &it

VEGF A B3 i 4% 2R T 1 ok A% d5Fe i e 420 4 29 A 1 2 B2 407, ELIZZ AR 4P E FH AT BB J2 356 7338 12 PI3K-eNOS 15

I L B

(kg|] MENEKKET; VEGF; WMEAER:; PI3K-eNOS [F5i; A&

Jiki PR ( cerebral palsy ) , fAIFRIBIRE , 7R K — #8202 i T4 SIS
U RSN R = ] a7 | R L T 49 i W A 1R a2 R
P51 ph 2 A0 M 2 7 A i 1 2 A MR R R (ex- R

citatory amino-acid, EAA) | EAA ZEM 2535 5 e AT X 20 1 2%
TR R 2 B R T, 244 PR 0 i pE s ) | o 25 2 R
(glutamate ) JEfiki P % 5 e 2 | FEVE SR DR I S A R R IR, R
PRk 1) S RO S BOR A LR O3 (1 B R, 5 (e i g5 4
P A B R,

1% N 4 K A F (vascular endothelial growth factor,
VEGF) BAEFR SR MAEnER . CA MR U s T
H S E1E S [ F (hypoxygen induced factor-la, HIF-1a) 5
VEGF £ KA 8l 1 b B i 4 0 25 TR 45 4, 388 0 VEGF #) %
IRV e LAk S 0 R A AR i B B DR AS R VEGF
3R IA /D, P25 3N VEGE 22 34 7T BE X VA 7 ik i A 42 i4f 1
FHAEHCRT /N LA o e ok 22 451405 1) OR3P 7 SCHAR LA H
T 1) A DLARGE AR 38 g i A DR Bl P A e a5k S 1P
Fii e AR ARG A1 IR A VEGE X /1 15 35 04 IR AR At 22 40 i B
BT B o A AN T B R 0, WL VEGE XoF Wi fi 15 JUL I 3-
P4 ( phosphatidyl inositol 3-kinase, PI3K) -P§ fz #l — & fL & &
fit ( endothelial nitric oxide synthase,eNOS) {5 5@ HEMN, B
TEFRVT VEGF X il AR A1 A B 28 450 13 4 0 4 4 ) B HEAE T
BL
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T TC M #2855 37 3 (neurobasal medium, NB) |
Hank's “E#7 $h 7 ( Hank's balanced salt solution, HBSS) ( 3¢ [
Invitrogen 23 7)) | B WK EL 4 ifdJ8E 2 £ ] ( B-cell lymphoma-2 , Bel-
2) Pk (2 Cell Signaling 247 ) \Bel-2 #5& X & H ( Bel-2 as-
sociated X protein, Bax ) Ji1& (ZEH Cell Signaling 23 F]) .eNOS T
R (ZEH Cell Signaling 23 7]) \PI3K —#1 3% F Phospho-PI3K p85
(Tyr458)/p55( Tyr199) i 4 ([ Cell Signaling 23 &) , eNOS
0 ¥ 3% H L-NAME ( 26 [ Sigma 23 ] ) | PI3K 41 11 77 &
1.Y294002 ( 3 [ Sigma 2 #]) (B H A RELO I (Western-Blot) NS
1 S B 3£ B-Tubulin( 32 [ Cell Signaling A F]) .

FZEAG & - 20 MO 5E 5 P AR & (cell counting kit-
8,CCK-8) (R 5LBAA/A H]) (SYBRGreen #¢ 65 it PCR XA &
( HAS Takara 24 ) 5 519 315 AR P& Genebank % F Primer
5.0 BfFicit, B T A

FEALRE. co, 5546 ( 3% E Forma Scientific 22 7)) {3 & 2
{5 ( H A Nikon 23 7)) (52962 B PCR 4% 7900 ( 55 [ ABI
NP

TR R B MRS AR TR B S 4 2H

1. SR B . 4k U B SPF AT RIS 17 ~ 19 K (idh
ng ) Wit Sprague-Dawley(SD) KBRS EIRNE 22 ~23 K(id
2, 5, ) MEPE SD REL 30 H, AR 4l A A0 w440t

2. JEAR B BT 28 A AR R . TE TR A 2R o K BRI SS
WSk ALBE , B iR B AR ZH 2R, 4 188 e I, 5 T HBSS v, Bl
BRAIBEAE: 0. 03 % [ G AL 23 B8O, A% TR 2 L0 1) 3% 57 ik
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2 TEAL, BB EE R 5 x 10° ~5 x 10° A~/ml BI4HRE W , B T
37 C & 5% CO, AN IR B5 97,48 h & A 4 i 43 24
ORI BTEEIL T (10 wWM) MHIHER 2L 4G 5E , 24 h J5 230,
Ykt 1 R T,

3.3 A R R gl ot gl AR AR B Sy T AR, L, KR
JE B BRI B AT TR BRI A S e (TR 22T A
Al RERZE RV I8 T R I B bk, sl B LA, BB 1]
BT R T, kM e (E - E 2005 W 0 O 4 N T
B sl BLWT MR 30 min J5 OB AR, FHAZLERIESR 3 45
(P3) T35,

4. B RER AR BRURE ST v il . B P3 FLIR, 75% L BE RN
FITHEE, Wi DU, A0 0 R T 0 I i, 3 B3 2 I3 4
BP0 HBSS v i& R4 2000 B L 1 U0 B4 I i -, TR
400 pm, i & T 6 fLARTEFR(95% 0,) .

5. SCER A ARIFFE 43 SR B A A 8 40 AR - 4 4 i
2K 3 AT ST, W B A~ A 85 57 - 1) 4 L A 2 43
BEPLB 295 X WA B IRAC BRAH  VEGF 4bHi4H  VEGF {3
2H \LY294002 #H L-NAME 20 K % B, OB M ab B . 2 Af
FHAZ IR 200 WM 400 M 43531 b 3 54 et 225 48 it 6 fii 2 21
4 12 h; @ VEGF 4b34 . HAl A VEGF (50 wM) 43 31 il b ¥
JEAR A2 A1 B A A 202U 12 h; @ VEGF S 47 4. ff
VEGF (50 M) 4351l i b #5554 € et 25 248 J 60 i o ZHL 2R 2 i 12 h
Jo , TR A 200 WM FT 400 pM (R 45 22 152 Ak T 240 it 1 £ 21
12 h;@1LY294002 41 . f# F PI3K ##15] 1Y294002 (10 puM ) &b B
DA Al 28 40 M R 2L A0 6 b I, FEE ] VEGE (50 uM) 43
T FEAAMAIZHZY 12 h, e 5 TR A 200 wM AT 400 pM ¥
BRI FEAR NI FNZH 2 12 h; ®L-NAME 2 . i JHAE e 0k 1Y
eNOS M5 L-NAME (80 wM ) Ab B JF AT 34 25 21 Jifd 01 5 F- 2H 42
41 6 h 5, B VEGF (50 wM) 43 1 4b B4 i FIZE 4112 h, B
JEFSY BN A 200 WM F1 400 WM A4 45 22 2 Ab T4 40 it 1 2 21
12 h; @t 18 20 . F 8 R 5 2% b 5 7K ( phosphate-buffered saline,
PBS) A4 245 43 I Rl Ab BRAR MO AN 2 28, e b B S A A
FREUE RNA FLEEE 1, #AH 5C 2 19 40 Bel -2 Bax \PI3K  eNOS
i) mRNA FIEE H B335, AL Bel-2  Bax [ mRNA %35 Bcl-2/
Bax HLHARE,

= SIS ik

1. CCK-8 T4 77 - A FHAR Rl Mk BE B VEGE A 2018 47
Ak B e 2 AT R R 7 SR A 2L 4, SRS KSR 2 b, SR AN
0755 A X7 < 000 200 AR g P e BEE i b B 4R AR TE
450 nm M EWOEEE

2. S5 9% 2 f RT-PCR ( RT-gPCR) il ; #% Trizol iR 7
(£ Invitrogen 227 Ui B A5 #AE , 35 B0 i AN i - 41 22 A9 6
RNA, 43606 B I A RNA W B2 SRS SO 5 cDNA, % |
SYBRGreen 24 M52 1 PCR R 5 &5 1y B 5 #4F , 78 X1} PCR Y
FEATIC PCR O, RN 5858 )5 , SR il Opticon Monitor 3. 1
Wb TSI 45 5 L) Bel-2 AHXS mRNA (%35 5 Bax A %)
mRNA AYZEIEH FLAE Bel-2/Bax 1E A AL FR 2 G AR A, Br
SEYG I E AR VA TAN A X R ZH R 100( % )

3. S AP ENIE (Western Blot) A6: I ; Wi 2 240 g 1 i 7 41
2 A I &R ST A BE YT VE 3K 38 ( radio-immunoprecipitation
assay , RIPA ) ZUHIR (B RAF]) , 7K E5I3K 4 °C 12 000 r/min

(B4R 6 em) B0 15 min, B E 3, — 2 W] #2 ( bicinchoninic
acid, BCA ) WA SR FIVRFEE . JA1RE R i DR 0k 2 50 ~
80 pg, FHHIALIL 5 min, HAT 12% 191 e A M AH- R N
I PO i B8 JBC FEL YK ( sodium dodecyl sulfate-polyacrylamide gel elec-
trophoresis , SDS-PAGE) , W ¥ 1L 56 F5 & I ZE B R 3 K ( poly-
vinylidene fluoride ,PVDF) i 5% R i 5 = iR B 2 h, A
TE YU BT, 4 CHFR A, PRSI Sk B Y b,
TRIFE 2 h, T3R5 R F 58 Ak 22 & Y61 (enhanced chemilumi-
nescence , ECL) % i 4, | i5 Z5 FH B A6 . ik Jim 2% ] Bandscan
5.0 A E R IR T A R

W\ Geita ik

fdi ] SPSS 19. 0 WRGEHH i AF HEAT Gt 27 0 W, B A i dis
(% +5) R, RH ANOVA Jrik b 1777 25087, P < 0. 051A R 22
FAAGIHEE L,

s B

— IR A S IR AR B 2T R S 5 VR

FEREFR 7 d I B A 2 0 i R ARG R 2L R G A b 43 )
AR R (0,50, 100,200,400 ,600 1 1000 wM) Y4 & B2
AP 12 b S5 ARAEIS ), BB A R BE B B T AR
ol 2 0 LRIV 2EL R A0 P P A0 R BRI (R 1) o X T
AR AR, 2 R RS 2 200 M 1 400 WM s ot 200 Jif AT 5
AUREPEAE T, (EL4E T 2 A8 Z R R 2 400 WM IR 20 0 8 75 5
e, ANECZEIE A bR T I 2 ST R 200 wM 1R IS
Srocny ab BV B TRIRE G O vk X F IR 420 40 i, R
400 wWMAE K 5 2 S g0 Ak PR B

R AR AR P oAb 3R AR 2 A B FN G 2 2L 40
12 h JE ARG RIS (% , % +5)

ARRAE (M) s i G
0 92.34 +4.12 98.23 £2.74
50 88.23 £2.31 85.48 +£3.18
100 86.92 +4.16 83.02 +6.44
200 65.32 +6.45 79.29 £5.39
400 20.21 +4.97 53.21 £5.03
600 0 21.22 +4.38
1000 0 0

= BRI K BUM 256 Bel2 Al Bax R3AR
A

TR 2 ST ARG A2 S M P AL 3 T, 5%
WAL, 23 AR 1) Bel-2 2 11 22491 B MG, 1 Ba
AR IR BTG I 1,

Bel-2 W— Bcl-2‘ - -
Bax M N oo S
Tubulin ” - Tubulin - ”
AR AR A4 AR

JEAR s 4L i A A L

El1 PR E RIS Bel2 A Bax & 34



- 58 - FrAEY IR 2R SRR AR 2015 4F 1 H4537 555 1 1] Chin J Phys Med Rehabil, January 2015, Vol. 37, No. 1

— % mRNA 2519 [ 1H Bel-2/Bax ¥ B E W%, 2245

H2ER (P <0.05) LA 2,

< 150 < 150 a
Z*ﬂ_ Z%_ [ —|
M,;J a M‘;J
5%100 : ' E@100
1 h
A )
Q Q
B B
A BAEREHEA WRH BAERLHEA
FARMEZ 414 o 40 £ 4 a4

L XTI AL, P <0.05
B2 WRELEHHLRERIEILT Bel-2/Bax mRNA XA
AR A HegE
= VEGF X 45145 () iR TR FR A 2250 Bel-2 T Bax 2
K
TE TR A M 2 G 2 2 ALl P R A S e vk, S5 4%
AP A L, VEGF {R4 A AP T2 4 Bel2 MR A ERIA
RN, AR TS B 1 Bax AR (IR H W RAC, TR
K3,

Bol-2 e SN 5ol -

B . — O — S—
Tubulin‘ - Tubulin _ -

BEBLEH VEGFRYA BEMLIY VEGFRY A
B A i AR A

B3 WRIEEAZ VEGE WA S Bel-2 I Bax & F A £A

—# mRNA 350 AH Bel2/Bax YR EF S, LR A5
H#EE X (P<0.05), T EWE 4,
200, 200

[ —]

—
W
(=3
—
W
(=3

*ﬁx‘f%ﬁlﬂﬁ$
S
S

W
(=3
T

Bcl-2/Ba)§ mRNA
HiXY itk
S
S
Bcl-2/Bax mRNA
W
=

0
BEMIHEA  VEGFRIA
o i 2 23 40 a4

0
BEBIHEY  VEGFRY4
FARZ 40 A

0. 5SS R B B, P <0.05
4 MR Z VEGF HikbBJE Bel-2/Bax mRNA AHX| 2%
ik HLIE A H A

VU VEGF X s 571 K fA 2200 b PIBK T eNOS ik 1Y
A

1 JE AR 20 i 20 S 6 . 506 FR AT AR b, 43 SR R A B4 A
PI3K ,eNOS ) mRNA FI2E KRBT B2 (P >0.05) , VEGF
REFRZHF VEGF {47740 PI3K . eNOS [ mRNA FlE [R5 M B
EFE, HESASIEE L (P<0.05) ,FEILE S,

2. M A AU AL S . 5 X R AL AR HL, A SR A B4 Y
PI3K,eNOS ) mRNA Fl1& H £k LH B Z 1L (P>0.05),
VEGF #4941 #Y PI3K ,eNOS ) mRNA M 1 £k & L7,
HZERALTE X (P <0.05) ; VEGF 4FEZH ) eNOS mRNA
MEA RSB P FEWE(P<0.05),{H VEGF 4t H 41 9 PI3K
mRNAFI R H R XA R, ZREH T EE L (P>
0.05),1EMLKE 6,

i‘ 250 B 300
*
e e . 2
® #®
; % 150 F & 200
eNOS i £z
— . . - = 100 2 100
& o~ "
. & sof E
Tubulin
M
Jiy D&M VEGF  VEGF A%® VEGF VEGF ° A% % VEGF VEGF
MR s pmam g M gmy mma gy A gy mmam ey
PI3K fileNOSHIRA R X PI3K mRNAMIX R IEMILL B eNOS mRNA X FiXHL B

0 SR A, *P <0.05,°P >0.05
B 5 BURHZ A S 44 VEGE FikbHUS PI3K Fl eNOS A9 7 55 K mRNA FHXF FikAY FLis

¥
[353
S
(=}

: & 200
PI3K - —— R ‘ ¥
ﬁ 150
O - -
; 50
Tubuli g
=00
: A%® VEGF VEGF A
MRA Jimm  gmm Ry X R
PI3K fleNOSHIEARIE

A%M VEGF VEGF
hEidg  AEA A

PI3K mRNAAMX R IEHILLE

—
wn
(=]

W
(=]

eNOS mRNA M FikK
=)
{—]

(=]

A%E®M VEGF VEGF
ahEEg B4 RA

eNOS mRNAAMX RILHILLE

0. SR A, *P <0.05,°P >0.05
B6 i LU SIS H 4 VEGF WAL RS PI3K I eNOS 7 4 #34 & mRNA AT ik i) b s
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T PI3K F1 eNOS #lfilFI%T VEGF {4 4E F (1 52

FE T P 28 40 20 R 2 A M R S, S A
ERALPELI A EL, 1Y294002 211 L-NAME 2019 Bel-2 F1 Bax (1)
FEHFEB L —FH mRNA Fi5H) Bel-2/Bax HAEY T 481k,
EZ BTG FE X (P>0.05) , FEWE 7 FIK 8,

Wi

Mo PR B TR B A%, A3 40 I ot 25 L B A ot e i
B LR A SR S SR TR A P R R A 4 e 2 A
MR TRIIRGE . DR FRAA f 25 1R 8 SR 1 S B &
SO A G TR 2 . VEGF K 1148 P K 4 i A4 5 M 1 412
A 2y 305 AT A & A A 2 A0 IR 2 KO 28 R G
P TIIRE , FE G Bl R A AR, AR R AL
SJe b1 2 BRF sl ks B e R gk Y % i B It L SRR R T I
S i BRUAA) A A A Rl i, dle Sk A A 7R | 502 5 1Y)
SEFLH A 2L B ST 2 bk | T ARG 4R A e A 4 Bl o Bl
A YIRETIAR LU, TR A5 A L DR e i B 4 SO A &
FRALARET | ABIFSE ot 540 R EE A ) Uk 32 L R ) O T 9
I Bel-2 il Bax, 77 (1 35 7 B i St 8 b 1928 1k 4 34
FOETHEMNE S HTRE R AT RPN RE
PRAS R AT LA IS s 2 20 g A A L VAR A 77 16 3R &
BREIRHE Bel-2 2 F B FRIB T IH, Bax A RFRIE LIF, =
# mRNA 3509 8 Bel-2/Bax [ 5 Z FEAK, mRNA 18R (41

Bol-2 (D -‘- T
B GEED @D = D SN

TR —FL, XIS E X JEA A 2 40 A R 2 R A i
BIUR T -0 A — 2 RO PE R D, U6 I 4 S P X e 22 400 i s A
Wi, AWFFEEIR, VEFG FiA B AT i E {2k Bel2 AR Kk |
] Bax MZE TR, T TH R =% mRNA 3519 HU{H Bel-2/
Bax;mRNA FIZE (AL —5, W] VEGF Bk BEXT 45 &
7 5 | 14 iAo 228 G 0 R R I A 2EL 2R 400 R P 8 T R A S A
TV, 278 VEGE AT L3 sk ydl /b b 2 40 1~ Bleste oh 43 2R
Jts A 2 AR A7, R AR A R R X — BT A R
HZRET VEGF KLz ot Bl i Sl S 20 2L 7 F ) SRk
W 8, Bain ZE0BFSE R, BT A LA 28 B 40 i
VEGF-A #l VEGF-C 1% 3 15 75 Bk 1 0 4 551 F A B & 48 5.
Zheng 25 VHFFE R L, F235 VEGF 0 2 T 20 I 76 57 A K B
WER I TP T & R4S AR . Oosthuyse 25100 4038, VEGF165 5
VEGF 2K 2 FIth 2 BHE A 1 456 7] LRt esd fE iz 3
MZICATFEIG . Bearden %:ll]ﬂ\ﬂﬂ ,VEGF M3 L] LR iz 3
o 22 A L Y AT RN T2
HWEURTEBR I BER AR BT, — 8L A (nitric oxide,
NO) AL &S —RIIRR UG, AHF7E R, B 5t
SURTAE AR R P NO & B B3 A S RN (A dE
JIE SR AL R A T | 5 AT A 4 ) Y2, A7 AR AR A PR 3
43k FE R, DT TR 4 i e ot 43 w3 — @ PR . i
PRI 2 LI i) NO & R, LAY NO 7K SRR IE &
LB He S s HAT NOSHI 3% 1 64 265 8 T 4 93697 /1N

B2 o e D e e
e D D e GG

bl ﬁ%g é@ffé LY29400241 L-NAME4

i 1 3 40 a1

Bl 7 PiKIZE4Z LY294002 il L-NAME 43 5 TAL B S 4520 Bel2 il Bax 2K [ 034

; AE®M VEGF B
pagictic Rmm R LY29400241 L-NAME#4L
G GERE: ] 0|
M- 200
n
o
150
'
Z
s
o 10}
g
»
<
/M 50
Q
°
m
0
" AEM VEGF E
pagict:| Rmm R LY29400241 L-NAME4
FRMZ A

x
N
(=3
(=

150

Bcl-2/Bax mRNAMEXT £ A

Pyl ﬁ%g é@% LY2940024 L-NAME#4L

i LA 4 41

. SRS R FILH s, P >0.05
E8 WKL LZ 1Y294002 A L-NAME 43I AL IS 45 2H Bel-2/Bax mRNA FHXF 23k FL (B Y He A
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JURRHE A e 259 12 (AR FE 45 5 R, VEGF FilAh # ] L
98 eNOS Y mRNA FIEE 31k ; NOS # i 5 L-NAME b $ 4H
ML, BRAS S R Ab P 2 A L, Bel-2  Bax BY#E A Rk LA K =3
mRNA FIEM LUH Bel-2/Bax BTG5 LAY A2 {6, mRNA
EH MR —3, Bl VEGF %} Bel-2 Bax 63k 15 /E
AN, BLE VEGF X 0jt 28 40 il (% £ 37 4 I AT 8 eNOS #1041 571
L-NAME ST, #8278 VEGF b ¥ At SE0AY NO Bl mT & 5 —
SEFREE AT 2R . A3 SCHRHRREE NO 76 it i Sl 4l 2L
TR R 0 e U R 9 S B, i 1t e ot e S A T T 45 K
SARALFE , REVSAR /K, 00 i P 4R ) Pl SR 5k R B NO AR
SRR B AT BB 1, LR g SR AR IR, NO 7 il i e 421 3 A
T TR

AHFFEFW, VEGF 1] LL_E 3 PI3K F1 eNOS AYmRNAFIZE
F3k PIBK 4 37) LY294002 F1 eNOS #I]57 L-NAME Fi4b B 40
)G, BRA FFRAL FEZHAH [, Bel-2  Bax AUZE Rk LI & — &
mRNA 5351 A Bel-2/Bax ¥ TC4EH24 75 L 197254k, H mRNA
IR A 128728k —2, 1561 VEGF X} Bcl-2  Bax (363K 197435
YR AT B PI3K 7511 eNOS 116 7 i BELIKT , $2 7% VEGF 1] L)
iE ) PI3K-eNOS 155 38 [ & #7410 i) 240 Jf0 ) 7 3 T O 40 1 22 2
MUVERT . XA VEGF RYERAIFE FABLE] A3 72~ LSRR I R 2
PR TE RARAE TR BB, B T F S SR, (AE A1
WF5E R, VEGF Pl £ 451554 M & FE M 2R 5,
Shiote 25" F 5% 7%, VEGF 38 i Hi 4% & ¥ 32 1K Flk-1 A+ &
PI3K/ % H 1 B ( protein kinase B, PKB) FI{E 7 24 5% L & H
it ( mitogen-activated protein kinase, MEK) /4 4ME S 57 1%
fiti ( extracellular signal-regulated kinase , ERK) Wi 2515 51 [ {4 47
18 B2 TR RIS S TP i, Tolosa TSR ZEIIE WY
VEGF 38 & % PI3K/AKT 38 B 05 47 K BV Bl 28 X Bt g P 4%
RPN AT B ; Ma 2V BF 5% % 9, MEK/ERK Gl % 2 5
T VEGF 45 B9 % U AL A M A 495 481 005 00 0 & AR 7 16 F 5 Cui
ATV RIESEIER | VEGF 3853 16 16 PI3K/AKT i % 1 ERK 38 40
il 2 MMV T ; Wang 45 U8B 58 & PRI 43 24 D36 1k 25 11 B0
(' mitogen-activated protein kinase, MAPK)/ERK il #%7£ VEGF i
3 Homer la 3 mRNA ik (9 i B o e %5 & 22 09 1E H;
FournierZ5 I iF 58 21, 5 T b 28 S AL 40 IS v VEGF i i ERK
HIAKT 38 g% & #E ARG 36 AR, H2CT VEGF 2 5 i i i
TAS S [ N I C(protein kinase C,PKC) il % \MAPK
i MEK/ERK 3 55 ] 08 e A5 280 O B i b 2 5244, LA
K25 PI3K-eNOS {5 5B ML EAF 5 A 2K A Wi, G
Rt —AR T

Z £ x @t
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