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Role of integrin o5p1-mediated PI3K-AKT signal pathway in pathologenesis of chronic myeloid leukemia
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[ ZE] HE:HRESZ oSl A FHY PI3K-AKT {554 i I 7618 YRS 20 M0 1 11%( chronic myeloid leukemia, CML )%
FEHLE A o T30 V2 A0 AR A IR [ 0 8 4 2 oSBT B Anti-aSB1 )G 1L K562 48 L fry 9 7 2%
Western blotting 6 U {# A5 JE % (CML SIS (K562 4N Anti-oSR1 b K562 i+ PI3K A1 AKT & H [ ik /K
T GER: Anti-o581 TS K562 A ML T, 3 5 R BME . 55 e R R IR LA, ML 220735 100 A 35 001 A% 240 A
K562 4 PI3K #1 AKT 25 1 225K F B A4 85 P <0. 05 ); Anti-a5p1 Zb 3RS , K562 40 PI3K , AKT & [ 3 35 7K - 9

IR B ALK R P <0.05), 4518:

BAR oSl A REM L R PIBK-AKT 55 5% S8 i b G871 PI3K Al

AKT BRI S CML AT 32, 25 T CML i k4 Ok JRE .

[ 8@ ] RS2 I PEREANM F I s PI3K; AKT
[ XHARERE ] A [ XEHS ]

PP B8 20 9 1 % ( chronic myeloid leukemia,
CML )J& R I 38 1T~ 4t e i P v B PR, HE &
o SRR N Y P210 Rl A YT R DDA O
ELUESE Y, P210 R P A AR 9 1 i S PR 8l 0
T BERRAEOE AN Z M5 S0 1, 3 sh— R 5+
FAG T Al I, CML AH 40 3 58 2 45 R T
SZRSMEAZB . W5 R, T A T R 4
TR E R 2RI R 0 55 15 5 5 S ALHITE
IR A RS R B A F AR AR T rh e g
YER o ASBIFSE i ik o At o A S B o I A A
( bone marrow mononuclear cells, BMMNC ).CML &
AR BMMNC K CML 22841 kk K562 4 i
PI3K Fll AKT 25 B R IA K RIS oSBL A
S PI3K-AKT {5 53l  £E. CML A5 BIL il b 114 1
FH L LA s B3 a6 Y7 S (AR

1 #R5EFEE

1.1 EZ3X 50 Fo dm B Ak

INRILNEG R o5 FrEBEHUAC Anti-oS5, /MR
IgG1 )24 BD AR 5, NPT ANEEG R Bl How
PR Anti-g1, /MR 1gG1 ) He Pt PI3Kp85( Z-8 )£ 3
BEPL A, /N B BT AKT 550 B B i e Bt p-AKT
( Serd73)Z iYL 1L FEHT/INR TG FIILFEHT R
IeG 5058 B BT AR ¥4 i 3€ [ Santa Cruz 23 A $2 4t
K562 4 ik ph Ty b BEARR 27 40 A ) 200 2 1

SR AR B B B AZ A0 i ) fg B R R R CML &
A R I RGO RE : AR B8 VR B 112 1 fit i i
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FAS N8 LM T it IR AE 21 ~65 %,
PIAFHY R 40 % o AAFHR B CML 278 B 5 15 ],
7 B 8 Bt AR E R 19 ~ 68 X, AR
38 %56 Bl 2kiAs 3 Ik 2l AE 3 9 A AR 3
Bl B . RPIZWIAIRT G FAB 2 Widn ik,
FiA 2 51800 N\ 51 492838 G R 15, IR AR B A 3

AR R CTiin]in
1.2 @i
P fd B A A CML 2 28 3 B 3 1 - B B

ALl K K562 40 H & F & 10% KiG is 24 15
( FBS).2 mmol/L Y L-A & WEME . 100 peg/ml H575 &K
A1 100 U/ml 75 % ZE A9 RPMI 1640 B 3231, T
37 C 5% CO, ¥EFEAaHHE MG I Lol XS 4%
AU A AL, S G 0 A 4 Y SR I 7E 959% LA
Lo JH%E K562 AR 5 x 10° A/ml, R T
96 LR, F:fL 200 pl. SEERZH45H 2 4.8 we/ml An-
ti-aSR1 3 AN, X R L A [a] X6 BE BT A4 /)N B
IeG M H . A3 ANEAL,HBE 48 h,
1.3 FCM 40 Anti-a5p1 #3# -3 K562 %0 i =
Ay HISCEE &R AN 1 x 10° A4S, B0 38 B, ¥
PBS ¥t 2 i, A 5 wl PI.10 wl FITC K 100 wl ZZ ok
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1.4 Western blotting #& BMMNC F= K562 %8 JitL#9
PI3K #= AKT & & /K -F

il % 44 i 52 1, SDS-PAGE Ji %5 I, 2 0. 1
ml/em® A —PUHH , FEINA R i E ALy B b i
)40, 5 2 h, Jemmisg,
1.5 %itsam

BRIl £ 5 %, R T SPSS 10. 0 1, 4]
225 LUBCR L R 7 25501 S ¢ K3, P < 0. 05
FRESAGIFE XL

2 # R

2.1 Anti-a5p1 #4uiFF K562 ity A

FCM 4558 o, V6 24 h BF 5% EZEAR L, 2
4.8 pg/ml Anti-aSB1 = 41198 T 40 g 2 53551 38 Jin
T8 2.4 45301 B AR E (P <0.05
B P<0.01 );fEF 48 h i 2.4 8pg/ml Anti-a5B1
ST AR G T 2.3 4% 3.6 £ 4.2
5P <0.05 )0 R[] 85 A AH ) 551 £ 2 AH L4331
WY 39.43% \78.51% .108.96% #188.56%( P <
0.05 5 P <0.01 ). Anti-a5B1 5% K562 40 H -
(AR FHAFAE s B A3 1 AR ) s At 6 1)

F1 BEBEAAREREZESE 5Bl B
{EF 24 h 7048 h iF S K562 HAAET( % )

Anti-a531

oo/ - ml ) 24 h 48 h
0 2.46 +0.42 3.43 £0.28"
2 4.42 £0.40" 7.89£0.50"
4 5.91+0.27"" 12.35£0.97" 4%
8 7.63+0.61"" 14.41 £0.51° 2

*P<0.05, "*P<0.01 50 pg/ml ;2P <0.05,
A8P <0.01 524 h [F R EH L E

2.2 Anti-o5B1 40 T8 K562 2k PI3K #9 & ik
Western blotting £ Ml & 7~ , 5 fi 5l & & &
BMMNC # H, K562 40 ffg #1 CML £ 745 ] 3 3%
BMMNC H' PI3K £ [0 kK P-4 55 T 86. 65% Al
67.26%( P <0.01 ). K562 4HHfiZ: Anti-aSB1 b
48 h J&5 ,PBK HE AR RIEAKT- TR T 42.95%( P <
0.05,& 1)
2.3 Anti-aSB1 30T 8 K562 40 fe, AKT &4 & ik
Ejfahe G R & BMMNC ' AKT 2K (1 £ kK F
FHH, K562 4 AT CML 2 A8 3 AKT kK
FHE T 74.68% F172.59%( P <0.01 ), K562 4

AKT 5K P24 Anti-oSB1 HPERG R T
37.08%( P <0.05,K1).

| ) 1 4

A —— —— |S-aigin

e i R —

1 %4 PBK.AKT 1 p-AKT EAMIRIE
1: fERREIEE; 2. Anti-aSR1 ZLBRY K562 i ;
3: 562 4ifitd; 4. CML 275 s

2.4 Anti-oSB1 4T A K562 28 AKT % & #4 5%
B ALK P

Western blotting SRR, 5 E R H
BMMNC HJ p-AKT 2 1235 7K FAH L, K562 4 fifd
CML 275 #i /2 3% b p-AKT 3K 7K 43 934 hn 1
79.16% H183.17%( P <0.01 ), K562 4Hfifi%: Anti-
a5pl YEM 48 h J&, p-AKT FE I RIA KT
32.51%( P <0.05,/& 1),

R 5 I

A FAE AL ECM ) 321K, 2 5 T4
ME LK B R TR AT B Y R R
F 5 ECM 456 )5 TS0 N JRUR 56 R i R 800
T 200 B %) 8 T3 B8, 1L R S PI3K-AKT {5 53
YA PIBK S R IR L3 8 % Ik
AKT J& PI3K FUFIHLE 1, B A5 40 M 78 i
TR e A 55 O, 5 CML AH 200 Jf i) 34 5
PR T AR Rl 2 A O 0

BFgE TSRS A K Bl WRIER LT REH
B8 CD34 * 4 b, IF7E CML A4 ph* 41 ) 1
IR, XRhEFRRRE RS CML A9 & B A
AH, @1t FAK-MAPK 5 PI3K-AKT 15 5 & 42 14
B R SR e 3k (R A0 A 2 A U 5 1k L 5+
IR T R e, BHL T I S A S B
MRSk ——2 A Z T RE, A T 0P8 T 32 24058
ZEIFm

ARSLE FCM 25 7R, F Anti-o581 Ab3E K562
YA IS RIS & A PR T, IR A A s R AROf M 5
M, IR AR TRES S T KS62 41 iR 1=
IR SCEAE R BoR, K562 4 A CML 3411
BMMNC it 35 J2 4 (19 BMMNC 1 PI3K , AKT Al
p-AKT FE7KF- W] i F+ 5, Anti-a5B1 4035 K562
AN ik FRIBKTEBE TR A
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FEl IR PI3K S e 7 Ak AKT, W R Ak i
I N F—F 514314 Bad \NF-kB . caspase-9 ,survivin
5 FE Bel-2 FoR g, R A A KA T, X
oy A R 0T e i A S 19 PIBK-AKT 15
S B T K562 4 I T A7 9, BEL KT b i T
PREEARM & R T BFSE S R, oSB1 AT ST
JHTZEE 1 Bel2 MR35, N H oSBT U] 75 il i
S GLC-82 A T BRI g1 Bt

VRBHIBT RS & 2 5 2R A 45 45, A BRI R 988 1 245 240 g

Bk A549-ADR 4L N Bel-2/bax F A 120 i 8 72 %
B S v, () s 200 X 25 4 ) R e A S 0
L IRHGE 5IRATBIFREE R 2, ¥UESE PI3K-AKT
S S AR CML Y & R HL sﬁﬁiﬁﬂﬁ{ﬁo
AMWFFEINHT, CML % A s, AH 20 it 2 T 1 3% 5 K
B R Al ad P210 ﬁEA%EE@%Hkﬁﬁ&ﬁm@
TEPE RIS E A 31 PBK-AKT {5545 S
H R Y S SRR, CMIL AHL 40 B K = A7 00 T 2 0 1
B, I AR 1) 28 JE 5 R CML & 9%, HixX
B — P UFSE
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