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W OE. HEY WEBEA ALY A 2K (recombinant human EPO,rHuEPO) %} 1%, U % ( Pentylenetetrazol , PTZ) 5 4%
PR HF 22 IR A (status epilepticus ,SE) (¥ SD R BRI b 48 TC B B2 A6 2R 1 AE B (p-PKB/ p-Akt) Fl X-3% G810 1 &
H ( X-linked inhibtor of apoptosis protein, XIAP) 3k A52M , I FHBENE BEULEE 3 1B ( phosphatidyl inositol 3 kinase, PI3K)
M) LY294002 3 — 2L R THuEPO fE IR T REAILSI o JiThk  RA] PTZ HIVE B SE BB 4 m 5 M K BUBEHL 23y
PTZ 2 (PTZ + NS) .tHuEPO 4 ( PTZ + rHuEPO) \LY294002 2H ( PTZ + 1.Y294002 + rHuEPO) ,1.Y294002 % 7] — H 3£ .1
(DMSO) X} f2H (PTZ + DMSO + rHuEPO) , TF 8 % BB ZH I I 13 5 A AR K (n = 35) o RS R BRAT hy 27 R A vl T 19 B 2 5
TUNEL 3 46 i ¥ £ #5822 240 B 0 08 T 18 00 5 S 2l A~ 1 ML 8% p-Ake XTAP (3834 ; RT-PCR kAl 25 240 K BRI B XTAP
mRNA [R5 ; Western blot S5 I 45 21 K UHE 5 Akt p-Aket EEFIRYSRIE . 85 1E WX R LA P T2 40, p-Ake
il XIAP [ PE 400 . p-Akt 26 £ . XIAP mRNA #5545 /> i %35 : PTZ 4115 +HuEPO 41 .1.Y294002 41 1Y294002 %3] DMSO %
HRZL He 5, p-Akt Rl XIAP B 41 0 . p-Akt B 135 3% 1% XIAP mRNA 25 ik B8 4 (P < 0. 05) , J8 T 41 Jf % 54 i
(P <0.05) ;rHuEPO £H \LY294002 551 DMSO Xl 2 5 LY294002 20 bb 45, p-Akt il XTAP FA 1 40 fd %% p-Ake 25 H &3k
J¢ XIAP mRNA AN (P <0.05) , AT 40 %08 /> (P <0.05) , &5 HuEPO 7F SE #8I ihiF{k T PI3K/ Akt, #2
B p-Akt 85 R 3K, BET R A TR AR AR SR [ XTAP BB #EAT TR, N SLRERE TR A, &k
FEHUIR T ARFETE A 2R B E T o

KRR . W SERAS s A NLLANAEAE AR 5 BRARTEIILES 3 S/ 25 PO By X-EBU T mdIE N
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Effects of rHuUEPO on p-Akt and XIAP expressions in hippocampus of statural

epilepticus rats

SHI Zhi-qin' , WANG Wei-ping', YU Jiang-hua®, GUO Li', JIANG Guo-hui’, WANG Hai-xiang', FAN Ya-lin' (' De-
partment of Neurology, Second Hospital of Hebei Medical University, Shijiazhuang 050000 ; *Department of Interventional Neuroradiology,
Beijing Tiantan Hospital, Beijing 100050 ; *Department of Neurology, Fuling Central Hospital, Chongging 408000, China)

Abstract; Objective To observe the effects of recombinant human erythropoietin ( tHuEPO ) on the
expressions of p-Akt and XIAP in hippocampus of statural epilepticus SD rats and the influence of LY294002,
the inhibitor phosphatidyl inositol 3 kinase. Methods SD rats were divided into normal control group ( normal
saline, NS), PTZ group (PTZ), rHuEPO group ( PTZ + rHuEPO), LY294002 group ( PTZ + 1.Y294002 +
rHuEPO) , DMSO control group ( PTZ + DMSO + rHuEPO). Changes of behavior and EEG recordings were
observed. The apoptotic neurons of the hippocampal region were detected by TUNEL method. The expressions
of p-Akt and XIAP were detected by immunohistochemical method. The expression of XIAP mRNA located in
the hippocampus was detected by RT-PCR. The expressions of Akt and p-Akt protein were determined by
Western blot. Results A small quantity of apoptotic neurons and p-Akt and XIAP positive neurons but low
expressions of protein p-Akt and XIAP mRNA were found in the normal control group. Decreased p-Akt and XIAP

positive cells and the expressions of protein p-Akt and XIAP mRNA but increased apoptotic neurons were
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found in the PTZ group as compared with those in the rHuEPO group, 1.Y294002 group and DMSO control
group (P <0.05). Increased p-Akt and XIAP positive cells and expressions of protein p-Akt and XIAP mRNA

but decreased apoptotic neurons were found in THuEPO group and DMSO control group as compared with those

in the 1.Y294002 group (P <0.05). Conclusion

rHuEPO could activate the signal delivery systems of PI3K/

Akt in the SE model and increase the expression of p-Akt protein, and hence mediate the approach for chondri-

osome apoptosis and neuroprotective effect in anti-apoptosis and enhancement of neuron survival though the

regulation of the expression of XIAP, the apoptosis related regulating factors.
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AT BIF 5T 22 W21 40 A2 7 2% ( erythropoietin, EPO )
S P RER PR 5B (K4 T4 R, A i — AR iR
FR T 4 IV 35 ML 3o I B, ot 28 e Je 4 L o 28
TERIN & 394 EPO o FUR: S 2Rk 1 6k, ik
SR BT A ) Lt i i A1 B | B BE A 03 L A e e A
YisEseaer, EPO HHEA M2 e . EPO 78
P22 22 e b i ELARBL R 1E 7E 2 — 2 R b,
EPO 783 b Xt i 22 20 i 2 75 HAT A 3 4 T AIF S
o ARSI AT FH P A A K B SE AU FSY thuEPO
(E T, I 3 ) PIBK/ Akt 3 84535} rthuEPO 7] fiE
AR TR

1 M5

1.1 %34

AR A SD R R 298 L, b4 SE B sh i oo 32
ik SR IR BT RE (220 £20) g, 12 h 658/ M 5,22 ~
25 C WIRIRE , S AR &R F .
1.2 2 ZFZBXAMNEEM

PTZ . 1.Y294002 1§ B 35 ¥ Sigma 4\ &) ; tHUEPO ( 54 A 4T
HREAE R BRIKIR) W [ Aedb il 24 4 3 A MR e 4 A BR 2
A 5 J Ao 2 L T A AR 0 B 36 ROCHE A /] ; DMSO (4
Bt Akt ZFEREBUIR BT p- Akt(Thr-308) 2 5a BB [ Santa
Cruz 23w 5 Bt XTAP 2 58 BEHTIR I H %€ [F Abcam 23 7] ; BCA
FE A & #1874 ( Novagen ) ; TRIzol ( Invitrogen ) ; RT-PCR 5 ¥ 5%
KAy 141857 (Promega A H]) , 519y ( 1A T AW H AR A R
Ao

i LRI #L( H 45 Neu- rofax 7314F) ; 37 & 52 16142 ( H < Na-
rishige SR-6N) ; i 15 3 1A ZR 4t ( Olympus 5 330455 , 5 B
G R A FR AL ST 25 90 R R 2 R 0 il 75 ) 5 Western blot
TELLAMIO A AR G (Odyssey ) s PCR AL (Eppendorf) ; BE
537 58 (Syngene A7) o
1.3 7%
131 iR 15 22 IR 25 (status epileptics, SE ) 458 i £ Kz 5256
Sl REEAUAT MR SD KRR 298 K R B RE AL AL R
WO, SRR [4 ] D7 ik @S Sh R PTZ 20 mg/kg KB
JEIE TS, 9805 B 10 min {4 10 mg/kg, B RAF] SE, KA
FREIAT IR Racine ZNEIFMARIE, IV VR AERI 4

BV IR K AR, 4545 30 min K LA 3% SE. B R AR A
B TRI RS2 (1 3% BRI A8 T2 AR A B R SR 1 KB, T LA
SIBRIFRENLAN TE . T4 TS5 RAT B A% sh i 175 H, 43k 5
2H . IEHXTHEZH (NS) \PTZ #H ( PTZ + NS) . rHuEPO £ (PTZ +
rHuEPO) \LY294002 41 ( PTZ + L.Y294002 + rHuEPO) ,LY294002
] DMSO XfH84H ( PTZ + DMSO + rHuEPO) , 441 35 H &y,
1.3.2 %424  PTZ 4 JEIEEST PTZ 2% SE K AE)530 min,
i Fs i AR B K rHUEPO £ « I8 s i3 5 PTZ 508 SE R AR IR
30 min, 8 i 7E 95 tHUEPO 5 000 Ur/kg™; 1Y294002 41:
LY294002 #5T- DMSO 1, ¥ 5 10 pg/S wl, 425K 5 pl,
JE e 5 PTZ 5% SE R AEJS 10 min, IR F 45T 5 wl
LY294002, SE & AEJ5 30 min g i 13 §F rHuEPO 5 000 U/kg;
LY294002 #5571 DMSO X B8 41 . i i 72 5 PTZ (0% SE R ARG
10 min, i ZVEHT 45T 5 wl DMSO, SE ZAEJ5 30 min i JFE v 57
rHuEPO 5 000 U/kg; 14 XF RRZH < 5 v S AR AR R R By A
LIE

1.3.3  REMIN SRS R 414525 #4E George Pax-
ions [1J{ The Rat Brain in StereotaxicCoordinates ) [& 1% 52 7 ( 2B 5
TS 0.8 mm, KR 4E55IF 1.5 mm, B il F 3.8 mm),
LY294002 0 .1.Y294002 %571 DMSO Xt B4 1715 2 1 5. 218
WA JE SR B AT N F R

1.3.4  REAT R ME LGB (EEG) fiid  KEATH¥
WLEL . TS 3 5 25 0 J5 W2 2 h, 3 55 4% 20 K RO R AR 1
o WF I IC : T 40 R RBEHLE L 5 R 4T EEG #iid. M
10% 7K 5% 35 mg/kg JE IR T SR RIS K BR, SR 5 [ 8 T 7 A4
TENAN & B o KRB A BB LA 4 ASHUAR T 8
ANFER . FBTRAM X P S R 2 mm, PSS 2 mm, IR
2 mm; ¥ S HU AT X A S 3.8 mm, ST 2.4 mm, R
3.8 mm, FFERERFL, S A AR, P S A4 1 A8 b i F i e [
BN SN . BOE4NHE 30 mm/s, REE 20 wV/mm, i [E]
WO, 1,080 15 Hz, F5RBUEBLS IR IR A R AR T
AR ) EEG 12,

1.3.5 Iy 812 MEk

1.3.5.1 ArAHilfE KERFE SE J5 24 h 8RR, 5 48
ZED BAT RSN E B RS, BT A DB MR
WO, F0.9% A= Bk /K 25 500 ml F14% £ 5B 500 ml 4%
S HE I A , T PSRN , 76058 SR 3L 3k M b 7 B B T 4 21
BB M H L (F N E T AAEN) BT 4% 2
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R 4 °C 24 h, WHABOK GBI AW, wiRiE
SO BN SAR, G REERS pm, 5517
TUNEL 4t Flfa s 2] fh et

1.3.5.2 S SUR A WA (DTUNEL 3t fiff F J5i A7
PR TR I ) A AT A, TR S X T A R, @ dd
e tn R0 S-P ik, FEVI R 3 50 n p-Akt(Thr-308 ) (XIAP
90,4 TR, RERIMA AW R FRic i 90 B
T bR 10 7Y BE RS B 1R TAEWR, DAB 2 (5, I3 AR &2 4 )EH
PBS OB —HUVE R [T S B ARG v 5 XA 2 20 B p-Ake  XT-
AP T3R8, TUNEL e 8 1 % 21 Ab G 85— br A< 43 il B 3
U R, IR Y] A TR S XBEHLIR 10 A B AN E A LT, 43
SO PP AN R LA A A A S e ) L B 3 5K )
FBEEAE AR AR G5 2R, LU 10 BIREAS B A i 40 52
U s

1.3.6 RT-PCRAGM  ARZHR A 10 H g o) ggi 1
Trizol ( Invitrogen /N ) ) $2 B/ D5 5L RNA, ) & vk & Je 4l
BRI g RNA S8 565 i cDNA R IRCT pl cDNA 3t
T PCR ¥ 3 51¥ 7 4. XIAP - ¥#:5'-GGCCAGACTATGC-
CCATTTA-3", Fii#:5'-CGAAGAAGCAGTTGGGAAAG-3' , K
J£ 171 bp; B-actin _[-#: 5'-GCCATGTACGTAGCCATCCA-3',
Ji: 5'-GAACCGCTCATTGCCGATAG-3' , ¥ 1K & 4 375 bp, 5l
Yl B TAEY) TRFEARAFG M, PCR KN A4 - XI-
AP; 94 °C 5 min,94 °C 30 5,58 C 30 5,72 °C 30 s,34 MEH,
72 CHEAH 10 min, B RT-PCR 724 5 wl 47 Bt BEBER LK,

UVP BEIE S R G4 1 fL DK A7 9 IR, LA XTAP/ B-actin
FORP YIRS B R R E R . R RS

REG TS U BCPBE TS 0T
1.3.7 Western blot ¥l R2H RS H 10 1R 40 25 i
o RIS . BCA BER WAL, S0 peg #1195 C ~
98 CAsME 5 min, DIEIEZENY Tris-SDS 58 P4 475 Bt 55 A 7 1B
F UK L B B S PR T 4E 2N, 5% IR WA iR B AT 1 h, £ 50
RSt Akt Bifdk (1:200) 2 5RE bt p- Akt (Thr-308) $T ik
(1:200) , 4 CHWF 7%, TPBS JE¥E 5 1K x 5 min, E3H0 % 1eG
BEGHUR(1:3 000) iR MEE 1 h, TPBS ¥k 4 YK x 10 min,
PBS #EE 1 YX x 10 min, 5ECH 1 UR R e 170 E B R
BAEE, 5 B-actin (12800 ) FAAL % FE A AH LR AT 481140 #r o
GERE TS W BOF A TS 504 o
1.4 “%itsan

TR x £ 5 FoR 2R H] SPSS 13. 0 SR HAT R Tr

2 HR

2.1 RRAFAFAE

ez PTZ 4R KB 3E 263 1,98 HNH 30 mg/kg, 100
HNH] 40 mg/kg 65 HWH] 50 mg/kg PTZ RIFF 45 Hh RARUIK , 3=
BRI MWGZE . BEE PTZ 4 10 min 5 1 3R AR BE PO
AR, E A A TR SR SO B B R R BRUR 2 S 3 o, AT R R
LR ZUCER , A PP A, F RS &2, Re e 0 B o 55
SR BB B T A TR R PR 2RO, KR SE R ZERT (R AE
30 min DL o IR AR 99 R K s (R] 4R 452 1 5 L0 BK 1 BT
T2, SETRAN 38% ,24 RANFFABAIBLK , 345 LIS Bl
LA 3T

2.2 e BT

AT HRZH R U L B LA o B3, HICTE O O R LA A
F, oW PTZ 21 K RRFE JE A I8 1) 3 ot b B % 1 B K o
TR R B BIg B A UL R 18 B A B (HuEPO 41,
L.Y294002 41 F1 1.Y294002 %57 DMSO i B8 25 J B 14 7k e B
A2 B, O A -8 AU R8RS T R
VEVE /L B3 0 PG ; THUEPO £, 1.Y294002 i 771 DMSO Xif H& 25
B 1Y294002 ZH 0 AL 5 R B om0
2.3 TUNEL # &4 %

M T 1 ] I, G 4 A% B AR A R I
TUNEL 4 & FHMEAIM, BDJR o400, 1E 5 % BRI D s e 1
S, LAY 4 2H e R T A0 AR RV S XA A [ R Y 4y
i, IEH X R4S PTZ 41 . rHuEPO 41 . LY294002 41 . LY294002
7577 DMSO 2 AR LR T 4 i % B BH R/ (P <0.01) ; PTZ 41
AT A R S, A [ 4 2 RDR SOR DR S AR R T
AT D0 G o R R A L sl iR 2, A AR AR A R T e T
754k ; rHUEPO 41 . 1Y294002 4 . 1.Y294002 % %] DMSO 41 4
T 4% H 5 PTZ 41AH Lesi /> 9 8 i 3 (P <0. 05) ;rHuEPO
2] \LY294002 %% DMSO 415 1.Y294002 20 L4 8 T 40 i %k 5 B
W (P <0.05) 5 LY294002 %571 DMSO A T4 dh B %
F rHuEPO 4 {25 rHuEPO A TG B E 2= R (P >0.05) .

*1 JBEBSXFTHRETHER p- Akt XIAP JRIEREITHE(n = 10, x+5)

Bkl JHT-4RpEL p- Akt XIAP
T 50 AL 7.23 +1.05 21.41£1.20 13.94 +1.51
PTZ 41 26.72 +3.532 26.57 +2.46*  18.87 £2.65°
rHuEPO 41 16.59 +1.123¢ 54,81 £5.08%>c 34,73 +3.92abc
LY294002 4H 21.08 +2.67 33.07 £4.8720 2517 £2.022

LY294002 %71l DMSO %2 17.47 +1.86°b 5235 +4.63%>c  31. 29 %2, 79abe

a:P<0.01,5 E4 x4 ; b. P <0.05,PTZ 41 k4 ;

ﬁéj\f)’l gﬂlEﬂ ttﬁ%ﬁﬁqﬁé’ﬁo c:P<0.05,5 LY294002 41tk
- 1 - ll':‘f-{.! Fi 'Ih. :ﬁr I -;';"' 1 -'
1 . E i . fr;-,. ;
1-1-_ -. h '? ﬂ . i-‘,;r.
- S T -= ._ -gt;
3 " Q. v
o Ll ’. ir -'#.i? <o ""wjl D| o f""rtE

A EFstREa; B, PTZ 41, C.

rHuEPO £8;D; LY294002 £ ;E. LY294002 % #] DMSO %4 #&41
E1 &AXREDHAMETHRN

(TUNEL x400)
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2.4 At ELER

M IX p-Akt XIAP S HMRIB (R D) AIFEEEAE R
Sk BRI, B A 5 3 A0 0 5, 40 e B A A i
DRSS IR T RRZE A AT I o 6 U HICZE 43 A7 rHuE-
PO FAZH S Bl 4 5 v 5 5 1 X BEZH AH e, PTZ 4 rHuE-
PO 4] . LY294002 £ .L.Y294002 %% DMSO 41 p-Akt XIAP 1 H
PEAN AR WA 2, 0 BAE M b s B R PR 5, 22
SHA G (P <0.01); rHuEPO 1, LY294002 4 .
LY294002 5 7] DMSO £ p-Akt  XTAP () BFF 4 2 o 5 35 % PTZ
B L, 25 BA S22 X (P <0.05); rHuEPO 41 |
LY294002 # 71| DMSO i p-Akt XIAP [) fHPEA Mty 2 T
LY294002 41, 2% 5 H A Gi it 2 7% X (P < 0. 05) ; tHUEPO 4
p-Akt XTAP { [H 14 20 Jif 45 22 %8¢ 1.Y294002 #5571 DMSO 4H A
B (P >0.05),
2.5 RT-PCR & X K5 XIAP mRNA #) k&L

AR 2 BRI, IE % St BB 20 XIAP mRNA (0.41 £0.06)
M55 % 35 ; PTZ 20 +HuEPO £ 1.Y294002 £ . L.Y294002 ¥ 5
DMSO £H XIAP mRNA () B ¥ EIE X B B 2 (P <
0.01); rHuEPO #H . LY294002 £, 1.Y294002 ¥ %] DMSO i
XIAPmRNA {26535 PTZ 41(0.65 £0.07) Bl i (P <
0.05) ;THUEPO 4 . 1.Y294002 % #| DMSO £{ XIAP mRNA {5
iR 1Y294002 41(0.83 +0.04) B 5 % (P <0.05) ;rHuEPO
21 XIAP mRNA(1.09 0. 11) [ 33k % LY294002 % %) DMSO
ZH(1.01 £0.05) A Bl HERABES T2 (P>
0.05),

500 bp—
400 bp—
300 bp—
200 bp—

100 bp—

«—XIAP 171 bp

«—B-actin 375 bp

M. 47E; 1. EFAFBA,; 2. PTZ 405 3. rHuEPO 41;4; 1.Y294002
215 5. LY294002 7 #) DMSO =} #2 48
B2 XkRi#ED XIAP mRNA %ix

2.6 Western blot &%

TE 3 X B2 p-Akt 922 15 K- W] A% T PTZ 41 rHuEPO
4 \LY294002 44 . LY294002 %% DMSO 41 (P <0.05) ; PTZ 4
p-Akt [ 22 ik 7K F- 58 rtHUEPO 4 1.Y294002 £ . 1.Y294002 ¥ |
DMSO £ #48 i. F i (P < 0. 05) ; THUuEPO 4 , LY294002 ¥4 51
DMSO 4 p-Akt 5323k 7K P T LY294002 41, % 5 HA 5
2 5 L (P <0.05) ; rtHUEPO 4 p-Akt (Y FkKFER L T
LY294002 % 77 DMSO 4, AR AR EAFH I+ B X (P >
0.05) . rHuEPO LY294002 %t AKT Y45 BA 55 (K52 0 , 4% S22
AKT f)RKxK TR EEZES(P>0.05,K3),

«—Akt

«—p-Akt
1, E#AFRL;2. PTZ 4853 rHuEPO 28;4 . 1.Y294002 4 ;
5: LY294002 iz 7] DMSO i fé 48

3 XRiED AKT #1 p-AKT ZEHKIRIE

3 i

PTZ J& -5 T 2 (GABA) SZ AR5 L, X451
Bl A G R, I 28 oot B %4y, 5]
RN ZAE . PTZ M MAEH, nT 515 A5
SAHMLAAT Ky Bt 2 R FR A e A8, AR SR PTZ
SURTT IV A AL, s D A R AR B S [ e 4b
fRIEFEA %, PI3K & —F i P i R e WL BE Sl ,
PRI R s Ak, A BRI R, EPO 52
Akt [ R Ak 2 M08 T PI3K FI Jak2 (9303 , 36 1L 19
Jak2 W BEfR L EPO-R JR & R &, {5 PI3K (1)
AL A . HETIAK Akt J& PIBK B9 T IEJE
Wy, B T PI3K A4 i 550 mT LA BH B Akt (3%
T, BOEE p-Akt (363K, AT LLHEWT PI3K/ Akt 38 #% 1
PG IR O o

T TR BRI dte XL R R R A5 4T 4
LA YRR b Y 8 E S2 EPO G e v B 5 R LA A I
ki 5 B, R B A Bk R R . AR5 I 3
rHuEPO (1) n] B & sk 20 By b 22 oo g A T, SR i
ZHALFN Western blot 45 5132 78 rHuEPO i 3532 = 1
T2 6N p-Akt 17K, Yano %510 [ S2 B IE 5T p-
Akt XTI TOA —E R VEH o O B A SE 50 45 SR 4
I rHuEPO 75K FUBUR RS TT e B AT o R 40 7E
o LY294002 24 [a] PI3K f4 4L 7 3L p110 19 55 B
e B ML SE g MR W R, HuEPO T BET 45 T
LY294002 47 BHWT, BH 9855 1 rHuEPO [ 3% L {4
VEA, it — 23R T rHuEPO 3% T 85 25 14 77 7 il 1%
PI3K/Akt 348, 545 Akt (9364 56, PI3K/ Akt &
ZATHE R rtHUEPO E M ARPIERNGERZ —. 5
Kilic 5" 75 Jay kb G e 1L 690 B0 2 235 A — 55

P T4 25 (3 (inhibitors of apoptosis, [APs) J& 4l
M —ZE A RE A PTIE T8 50, XTAP 2 TAP 5% 5L
FBBAT K caspase Y, Dan 25 BFSE R, Akt
W LARERR AL XTAP [y Ser87 i s, XIAP ¥ Akt Bifafk
Ja PR3 XTAP G iz ZALFIREAR , H XIAP () 3 3z &
gl Ak J, 3 a8 LRSS P R M K F, AT
RAFMHITIT-VER o XIAP J& Akt B i F UiE (5 5 1%
FLE Akt IR A T AR T R E S N, KRR
Akt BERR LA 2 1 5848 XTAP 740 i AR DR A, I
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AWE5E R, 7E PTZ gk SE J5 WTE THiM T &
H XIAP Jz XIAP mRNA 7Eiff 5 #f 28 50 Hh (1) 4R 3k
rHuEPO F#if5 38 T XIAP XIAP mRNA )23k, I
DT RRZITHY P TS, #2718 . tHuEPO A DL 45 XTAP fiy
FIk LU T s 20 R . A SRR,
EPO W1 fE% i 1t JAK/STAT {55 \PKC NF-kB 4>
WA R RS AE M. oA S5 A PIBK ) 5
1.Y294002 #t—A 564 rHUEPO X§ XTAP (9845 & 75 1@
i 7 PI3K/Ake %, 4R R4 T LY294002 #E4T
FELIT /=, 380 1 i S el ooy R T g B e 4o XT-
AP XIAP mRNA ik B W /b, yE—2{EiE T tHuk-
PO i i) PI3K/ Akt 33438 X 2 b A 8 1738 28 i AH DG I 45
R XTAP 4T 1 45, kT A S LRk i Tk 28,
PI3K/ Akt i&4% 72 rHUEPO & 45 #ift 28 Op 7V ] 19 i 428
Z—o HE Akt {i% A6 f5 0208 i B wE R L XTAP 1y
Ser87 i i, b 1M i3 Akt-IIK-NF-kB-XIAP & 48, 7Rk
SRl AT Caspase-9 FIHE —ANLRLKYE I caspase T 7
(' second mitochondrial derived Activa-tor of caspase,
Smac/DIABLO) 7 XTAP &5 4E I ) 1 52 1014
WAV A Rt — PSR 0k

S 3k
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