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p85aF E Xt N\t B A ARESYSY 20T #2 RO 52 M
HARE B OB ITma T O

Gl BERFR 2 I BRAL G R Bt , IRAIE S AL Lok 272 [ 2% B SR =, iR M 325027)

WE BT HpSSak B 6g & A, T EAFYE B R ESYSY m it & & a4 A At
mMRNAF & & R K F 6 %oh., 4%, HEp8Sat B o P #isiRNAJT 42 (si-p85a)An it & A Jf 42
(OE-p85a), 4 A4 2 4 40 2L JESYSY 48 i, 48 h/&, A & EPCRF ik 4 Mip8Sak F 49mRNAK
- T 4k; Western blotid | 2 & & i AK-F AL, BAK e R AN 4a e B #1 R4k, 5, Hsi-p85a.
OE-p85a% /i #2445 L 123U P 69 tm i, A fE24. 48. 72 hiT LX) JR 52 5, WLA 4m oL it A% 49 Tk,
& ZFPCRE T, 5MOCKLAE L, RE LApSSar B kA A £ 7. TR Ai(si-p85a)tl R LMK, 45
A A BB 690.424%; did R X (OE-p85a)2R £ X B Rt &, A AT HBLR6922.844%, 3K B H M4t 5
% F(P<0.05)., Western blot#: & 2 7, # 4si-p85a/fi 41 /5, p85a%k & /i /K-F T I&; 4% F OE-p85a
Jiks, p85ak @ KT 5. RIREZIE T, 45 2 OE-p85a~TIL#SYSY Mt it 4%, 4% £ si-p85a/s 47 4]
mieE B, A Gt F EF(P<0.05). FEs REN, ESYSY@RA KT T, pS8salk A2 T &
VER, ST AL #SYSY e it it 4515 5.

KR NSRS, SYSY; p8ia; iT#

Research on p85a Gene in Migration of Human Neuroblastoma SY5Y Cell

Chen Linhua, Jing Xia, Wang Lihua, Wang Jiao*
(School of Ophthalmology and Optometry, Eye Hospital, Wenzhou Medical University;
State Key Laboratory of Ophthalmology, Optometry and Visual Science, Wenzhou 325027, China)

Abstract By interfering the expression of p85a gene, we investigated the function of p85a on migra-
tion, and the effection with mRNA and protein expression in human neuroblastoma SYS5Y cell. First, the RNAi
plasmid (si-p85a) and overexpression plasmid (OE-p85a) were constructed for p§5a gene. Si-p85a and OE-p85a
were transferred separately into cultured human neuroblastoma SYSY cell. After 48 hours, Real-time PCR and
Western blot analysis were carried out to detect the mRNA and protein expression level of p85a gene. The cell
cycle was evaluated by flow cytometry. SYS5Y cell migration was examined by wound-healing assay. The results
of Real-time PCR showed that the p§5a gene expressed differentially compared with the MOCK control. The
expression level of si-p85a group was reduced by 58%. Conversely, the expression of OE-p85a group was sig-
nificantly increased, which was 22.84 times that of the control group (P<0.05). Western blot indicated that p85a
protein expression was decreased by transfection of si-p85a plasmid. On the other hand, transfection of OE-
p85a plasmid increased p85a protein expression. Wound-healing assay showed that cell migration was promoted

in OE-p85a plasmid transfected SY5Y cell. Consistently, migration was retarded in si-p85a plasmid transfected
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SYSY cell (P<0.05). During SYSY cell growth process, p85a plays an important role in promoting the migration

of SY5Y cells.
Keywords

e 2 RE 200 Bt R 2 ) LB AR B A AL I A e
28 PN o3 WAV SR R e 2 R R A 2 N LT
70% & IR H 2 808 2 500 58, B L
AL ERE. B WE. FRERI R REE,
H, 70.5% 0 B HILE RER AL, 55.7% B BRI AL
30.9%iMh L 45 RS . 30.9%AT IF 46 75, /b Bt 75 & it
ARG, e P 452 28 R A% % 0 200 B A/ 5 o 1) B A
St 2 8 LA R 2 o ot A BE RN RO B S
— RINE IR,

PI3K/AKTIE B AE A4 i P B 245 5 % 5 ad %
22—, IR R 2 AN TR RS, TE4H
PR RS T (R A R OCERE L, B
K2 MR E . RIBHVIMER . BEEmELEE-3
P (phosphatidylinositol 3-kinase, PI3K) &4l il N &
G55 F 01, ARG 5 M4l i 5 0
HIEIRE, BT R pSSa M ALV Fp 110K B,
PI3K/AKTH: Sl ik 2 /A T 2 Maifrh, frEA
WATIME R . WEEE. b BUAnARIE TS AR
YRR AN, B2 5 TWERGNRE RIP. %
SIS 2 A P EP

KA FR F p85as R # 2 (1 JFURLAE T A# &
BEAHMOIRESYSY A A, IS H 0T A0 M s 5 . 7% ot
mRNA. & H KBS0 B 5200, $R T PIBK/AKTIE
SIS R R RERIER, MIRR M
2 RGN R IR YT 25 SRR A AR,

1 #R5REE
L1 SEEEXR

SY5Y 4 i SR Y T i M B2 K 27 ARG B i sk
502, IR TR R IR S8R = .
1.2 SEREMARY

DMEM. F12. Superscript III Firststrand Kit.
Real-time PCRi(F#4 1 H 3% [H Life Technologies 2 7];
Lipo2000/% H Invitrogen/s 7] ; RNeasy Mini Kit. PCR
Purification Kit. Plasmid Mini Kit. GEL Purification
Kit}J e H 4 [F Qiagen’/A wl; T4 DNA%E #2 B Hind
III. BglIl. EcoR 1. Not 1¥] Iy ANEBZ @l; Cycle-
TEST PLUS KitlJ F{BDA #]; TE. RIPAJY H F i3

human neuroblastoma; SYS5Y; p83a; cell migration

ZRAEVBARAIRA A, 5§50 —$ip85a. PAKT.
MTOR. PTENZ%I H Cell Signaling Technology /A ] »
SE UG BT 7 T B AL 2% NImager A25¢ Y I 1l B (15
Carl Zeiss/A 7)) FACS Caliburifi 20404 (BD 2 )+
MSH A (MDA &) ATVl 7B 26 St SZ I 5 B PCRAX
(3% ELife Technologies A 7).

1.3 p8SaffuhiAtzE

1.3.1 NCxBA## [ 14 % [ (negative control,
NC)J2 7 FI4T#L 5 BB BEHLA & FIRNA Oligo, H T
Xof bl (10 25 R 2H 1 S0 50, S50 BT 75 INC I SE T
FEE ABIA ], Bk fa 148 R 2920 pmol/L.

132 siRNAM#i(si-p85a) TAZ H 8L 5| #ikit
HESUTURL, W THTRLIFE T 51 (R ). 51T 51 5
HEFE R (i) 5 5 A IRA R A R, N30 pL TEWf#
5197; 95 °C 5 min, &3 minf%5 °C, 218 % H %20 °C,
TR S| Wk 52925 ng/uL o

1.3.3  siRNAJK #i(si-p85a)#y #) & F Hind 111,
Bgl 1¥pBUHJF K, 37 °C, XU ik 7% J& HL ik ke
B 7= Wy K /)N, 35 FGEL Purification Kit#] i 264k [7]
WOF kL, AR5 FE A T4 DNAZEFERE, 16 °C. 16 h, 47
K5 & G| R, BB = s 2 KA i,
N1 mL SOCEAA, FEEX20 pLH =M\ 2 LBH; 7%
B, Y210, 37 CCRL G F EHE M 3 28k, B
10 mLE A AmpHILBR; 72, F300 t/min, 37 °C
PEEI R, f¢J5 F Plasmid Mini Kith2BU5 R .

13.4 it kA (OE-p85a)itatyth kit ®ik
I 51321, PCRIR 434 H ) v B, H FHGEL
Purification KitEI s (211 H 1 7 B 7 452, SR 5
FlEcoR 1. Not 1l:Rs H 1)l BXpCAGEN A 137 °C
SUBG )ik B, i F Dk R I V) 7= 4 K /1N, 9 FIGEL
Purification Kit#] Jii 4fi 1k, [o] W 2 44 J5, FIT4 DNAE
FE, 16 °C, 16 h, KR A H 1 Fr Bz &8
VI 2 KA B, i1 mL SOCHEAA, FFHL20 pL
PP BB FRR b, 3551 IR, 37 °Cid .
B R F 258k, BT 10 mL&H AmpRILBRE 757
H, 300 r/min. 37 °CHE & i &, 5% J& HIPlasmid Mini
Kith& BT R .

1.3.5 KL Fsi-p85a+tOE-p8sa/fi ity 4% &
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BRI

HY10 uL si-p85afii #i f110 uL OE-p85afii ki, Ft il 7R
G, AT G SRR SE 5
1.4 SYSY#HREIEFF L0

10%%4 7% 5 FIDMEM/F12+FBSHECL &, In A\ 21 i
RiFRIL, E37 °Cy 5% CORF TN KT F7; 24 hi,
W 3¢ IHRE 7725, FHHanksiE¥E/S, M2 mLiE & (1,
37 °CH4E3 min, FRINN MLE A 1k B0 5 T 4
i, 43 lsfe. 124 24, 964LIR, F T /e £2aeit.
si-p85a. OE-p85a. si-p85a+OE-p85ajii Hi 4 Yk & 1%
FRINSYSY AR L, 17 N34 925641; MOCKAE Axt i
H, NCE B4 .
1.5 Real-time PCRFFJERINSYSY ZHAp85a L [F
HFRIETER

6FLAR H ISYSYHH i, 4 YL J5i R f5 4k 22 85 9%
48 h, WA, FHRLT A7 2L /% 41 ffl, RNeasy Mini
Kitf& B 41 i RNA, F Superscript 111 Firststrand Kit
4 cDNAJG , FI SYBR Green& Yebric 7721t Real-
time PCR, ¥ M52 p85adt K i) 22 i5(51 90 ¢ 51 WL 2=
2), LL\GAPDH}y P 2 5£ [ . Real-time PCRJZ M A4 %
H25 uL, f4512.5 uL 2xSYBR Green mix. 1.25 pL
20xPrimer. 1.5 pL ¢cDNAF19.75 uL ddH,0. NFE
FoN: 50 °CTi#A2 min, 95 °CTRAEME10 min, 95 °CAR
P£15 s, 60 °Ci K ZEH160 s, Real-time PCRJ MAA &
1 N A0 FEFR o
1.6 Western blot#&lp85a%E H #ik K F

6FLAR T ISYSY AL, 4% JLJ5 4k L35 7748 h, I
AN H 2R IERIPA, U B 5, BCATEN & H ik
fE. &L E 40 pgis A, 4SDS-PAGEJK (10%)H
¥k, B8 %0.45 um PVDFAE b, £ 412 h)E, in—#t

(GAPDH. p85a. PAKT. MTOR. PTEN), =i ¥
Bk, FAPBSTHEER3 G, FHIMA i, EIRMFE2 h,
FHPBSTHERR3 G, FHLLAMEOCAE I .

1.7 “HAmIEFEIXLE

96FLAR H HISYSY A MY, % U Jm 4k 835 %, 7l
24 . 48, 72 hit}, IIA100 uL MTSIEW, 37 °C+ 3 h,
FABGFRAAE490 nmi K R IDAAE .

1.8 AR fEHASCIE

6L HISYSY AR, % 4 o 4k 2235 7748 h, H
JoR R B AL, B0 FF BIE, INNTIA I70% & B [
SEANAL, —20 °CiE7; A CycleTEST PLUS Kit ]
A/B/CE, 400 H i385, A =04l B A ksl .

1.9 ApERIRIAIE

12FLAR T ISYSY AR, % G4 Ja 4k 4235 7748 h, T
AR5, IMHanks I/ B8 1R, #1500 pL Hanks
TR, AR Sk fL 2R 2 Wl Hanks VR, DA
5%3EFRIE, -l F0. 24, 48 it AR .

1.10 FKitZEH*

Giit25 50K HISPSS 16.0% 4441, Real-time PCR
B o R A B RID-Ceffi=H A5 JE Rl (Clies)— N 2 55
IR (Cleontror), S 56 Hi 48 FH 21 IR A W3 BK &R, 45
R Fmean+S.D.3R 7 ; 28 8] L3R F A 37 R Ao 56
P<0.05 8% R A G E L.

2 H#R
2.1 si-p85a. OE-p85afRAIRIENLTE

H10 L% Hind 1. Bgl IXLEG 1) IpBUH i ki
F110 uLZEEcoR 1. Not XL 1) FIpCAGENJi #i, £
140 V. 0.8%3 B 8 I By A, 45 R 1R

1 si-p85aX OE-p85affi 3| 41575
Table 1 The primer sequences of plasmids with si-p85a and OE-p85a

B it JFHI(5'—3")
Sample Sequence (5'—3")
si-p85a GCA CAATGA CTC CCT CAATGT
OE-p85aL ATG CAT GCA CGA ATT CGT GCG GGC CGTATA G
OE-p85aR ATG CAT GCA TGC GGC CGC TCC GAG GCT GCG TGT C
#&2 Real-time PCRFp85a £ A 5|45
Table 2 The Real-time PCR primer sequences of p85a gene
FE FA(5'—3")
Sample Sequence (5'—3")
p85aL CAT GTA CAC CAC GGT TTG GA

p85aR TGC CAC AGT TTA TAT CTG TCT TGG
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si-p85a OE-p85a 1 Kb
MOCK NC si-p85a OE-p85a
5000 bp
28's
18s

1 000 bp

Bl BTk kE

Fig.1 Electropherogram of enzyme digestion for plasmid

E2 SYSYZHAERNAFEKE
Fig.2 RNA electropherogram of SYSY cell

25.00 ~ 22.84
20.00 -
p
E
« 15.00
o
B
5
o 10.00
Z
=
Q
2500 1 *
1.00 1.03 0.42
o L. =0 —
MOCK NC si-p85a OE-p85a

EMOCKA M EL#E, *P<0.05CK H 4, n=6).
*P<0.05 compared with sample of MOCK alone (Student’s  test, n=6).

E3 EEPCRMEpSSaEE A mRNAKFE
Fig.3 The mRNA level of p85a gene detected by Real-time PCR

si-p85aff i 7= A2 £92 900 bp I K F Bt FI800 bpfl /)
F B, B [E1Y2 900 bp ki A B, 1 N JG 425 5 pBUH
JFRE (1) 344, OE-p85akt it 7= 42243 900 bp ) K v B
F121600 bp i)/ i B, E1AZ [FUL3 900 bpk B, 1
JpCAGENURL ) 344
2.2 SYSYZHAaFE S R fE B9 mRNAER k&7
TEOFLIR T RS FRSYSY 4, Z£MOCK. NC. si-
p85a.OE-p85a%% 448 h/, HJRNeasy Mini Kitfig HU4H
MImRNAJ&, B(5 pL mRNAFE §, 3E 7 mRNA kA
WMo 25 FEIR, 40 FE 5 IR R SAmRNASK 77 5658, R
Fef@, 39628 sHI8 so&kair(2), Al A T /5 45k .
2.3 1&MSYSYHAREE R Ep8Saf E I FRIAIK T
W A ) JoRL s YeSY SY 4 i 56 4t J5 P 1% 7748 h,
i £ 41 imRNA, H GAPDHAE H N 2, £ Mip8sa
H FAmRNAKF, &5 R an B3~ 5MOCKAA L,
RNA T Jii Fisi-p85akt ftip85atk [N # ik [, Z1N

MOCKZH [110.421%(0.42+0.13), HA &Gt 2%
S (P<0.05); 1 id 2% 15 (OE-p85a) i fhpS85at K 3 ik
W& Tt &, WMOCKZ 1)22.841%(22.84+0.35), H A
BEVEG T R(P<0.05). 45 F, RATNH, Mg
(IR S N T 75 FORL, ] T J5 2R a5 .
2.4 Western blot&NSYSY ZHAEp8Sa X HHXEH
IR

TEGFLAR 55 FESYSY YN i, 48 4% e Jn 4k 8 5%
7748 h, FLHUE 347 Western blotS2 56, 1 Mip8sa-.
PI3K/AKT/E 5 i@ #% 1 E i #% K FPTEN. MTOR
KRR R FPAK T & A KB L. SEUG H
3, g R B4R, 5SMOCKA M L, T #isi-
p85aJm, p85a. PAKTHE [ J5i 7K1 T [%; #% 4LOE-
p85a/5, p85a. PAKT I i /K~ It iy, SMOCK4L
FEE, EFHEE R TPTEN. MTORZE [ UK %E
S, BET L, p85ath i KF ZRNAFHL M, T
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Blank MOCK NC si-p85a OE-p85a

si-p85a
+OE-p85a

GAPDH 37kDa
PTEN — — | 50kDa
PAKT e G SN e A S ()| D,

MTOR

BT R e D TR S

289 kDa

&4 p85atEkE HHIWestern blotZh
Fig.4 The results of p85a related protein by Western blot

3 A [ERESHDE
Table 3 The result of D value on different time

i?;lli Blank MOCK NC si-p85a OE-p85a si-p85a+OE-p85a
24 h 0.76 0.78 0.73 0.77 0.73 0.77
0.74 0.74 0.88 0.79 0.78 0.73
0.75 0.74 0.89 0.76 0.90 0.81
0.77 0.75 0.93 0.80 0.86 0.81
0.73 0.71 0.82 0.71 0.75 0.77
0.72 0.67 0.68 0.74 0.72 0.68
48 h 1.44 1.46 1.37 1.33 1.27 1.34
1.46 1.35 1.49 1.55 1.50 1.50
1.44 1.45 1.62 1.58 1.64 1.30
1.43 1.45 1.50 1.52 1.67 1.31
1.42 1.42 1.47 1.45 1.50 1.36
1.43 1.41 1.24 1.37 1.40 1.44
72 h 1.96 1.93 2.15 1.96 1.89 1.97
1.97 2.09 2.02 1.98 1.95 2.01
1.93 1.70 1.75 1.88 2.02 1.93
1.93 1.86 1.94 1.62 2.01 1.92
1.91 1.81 1.93 1.75 1.66 1.91
1.97 2.02 1.73 1.82 1.69 1.77

IR R IE, p8Sath i ik thE 2 & 4k; 1fiPAKT
JEPI3K/AK T B 1K) N iE S8 7, B p85atk H T
AL AL
2.5 MTSIRIEHNEEZE R MG E S,
TEO6FLIR 55 FESYSY U Y, 5 4L 5 4k 4 1% 9%,
g3 T24. 48, 72 hivf, 100 pL MTSE & VT,
37 °C, 3 hji, FIBEEFRICTE490 nmi K R DAE, 25
BRI~ . SMOCKALAM b, ASFE 18] 4, BE 5
BEAT AL AR 58, RS0 5 22 5(P>0.05).  FHIL AT

WL, p83aFE RN SY 5Y 4 A i HE 5 52 M A K.
2.6 ‘MAEERASCIEMISYSYEE 25 G/G./SEARY
T

FE6FL IR 15 72SYSY, £ CycleTEST PLUS Kit
A H R, BEANREASTREL30 0004 2 i, J5 R s a6 41
5 4220 0004 4 A, 6 I &1 e & 1G/Go/SHA 1 A%
tho SR AESHTR, 5SMOCKZLA L, si-p85a. OE-
p85a. si-p85a+OE-p85aiX3H AN G, G4 fifu bt
BT B %, SHAYH M LbAs 3G 22 8 35 T30 iR 4 si-
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] < ]

] 1 =

=h G:51.88% 2 G 64.57% 37
g G 1388% 2 G, 1493% 29

1 5:34.24% ] S:20.5% 2]

ES

S A o A S
2= 2& EE
£ ] ] £33
El 5 2]
g B “ < Z%
== 27 ==
o ]

&

o =

40 60 80 100 40

—_
383
(=}
(=}

20

G,: 61.62%
G, 12.87%
$:25.52%

60 80 100 120

0 20 40 60 80 100 120 O
Blank L2-A MOCK FL2-A NC FL2-A
=3 § 3 e
7 EE =
S 4 ] 27 G,:43.95%
Q7] . ~ 1 G,: 51.88% R o
= G,: 57.60% g Gl 13880 o1 G, 1.12%
S G,: 0.18% =] S734.24% 73 S:54.93%
PEE S:4222% B3] PORETg
o0 o - S -
g7 ] Eo1 £ &7
5 S 5S4 5
Z 37 Z ] Z o 7
o 1 S &7
5 g o
=5 & =7
3 .. o
6](;L28% 100 120 140 -
si-p83a OE-p85a i si-p85a+OE-p85a
E5 RALIELILEERE
Fig.5 The results of FACS for SYSY cell
R4 T EATIE) RXIR B EE (jum)
Table 4 The distance of scratches test on different time (nm)
I 8] . .
Ti Blank MOCK NC si-p85a OE-p85a si-p85a+OE-p85a
me
0Oh 175.6£2.5 172.2+£2.8 175.3£3.5 172.8£3.1 172.4+1.8 168.8+3.3
24 h 110.9£2.7 123.3+£3.7 124.1£3.3 122.7£3.5 73.8+3.1 126.7+4.5
48 h 0+0.1 0+0.1 0+0.3 102.3£2.6 0+0.2 75.6+£2.8

p85affIG 3 R A /b 1 41 i (0.18%) . {H i i 2 [H] A%
Gt 22 LA, FHFARAAEGE T 25 7 (P>0.05); 1L,
B Ytsi-p85a. OE-p85a% i 2 g A= K A AR AN K o
2.7 XIRIRIGAEMSYSYEE L5 AT AR E
Tk

TE12FLAR 85 7S YS Y4, %4448 his, FH200 pL
TSR LR &R, 3550 7 T0. 24, 48 hitf FH 2
M, mRAME R, ERE6RLRE, Gl
K R 56, KR8] 1 5 25 H (mean+S.D.) pm#& ;1]
FEONOT, 8 B4 M A - SMOCKZLF EL, 724 hif,
% JLOE-p85alt) 4H 1T # 1 K B B ik, RIJR [A] P
N (73.8+3.1) pm, i si-p85a Al si-p85a+OE-p85ai £l
Y M TG 22 5, #E48 hiF, MOCK. NCZxt [ 41 2 OE-
p85a it i 4H 4 il 35 L A1 &, i si-p85afilsi-p85a+OE-
p8SaZHL 40 AL ¥ A 1 A (1B L3R 4). 4RI E

3 Wig

PG 52 38 5 FOIEAS X S2 e, T 7E b 3 20 P 3 e
SIS p85a LN SY SY 2 L ¥ 3G FE 52 AN K, WiHE
bR TGN A sEm . RATRIN, 7% Y« OB-p8San]
T RESYSY LU ML %, 1 Yesi-p85ale 41 il 41 f 3T 5,
I Giit 5 2 5(P<0.05). A W, p85ak: K 48
SYSY 2 fi # i 2 Hh e 21 FE A
2.8 IRKELIEKIMSYSY AT R T IF R
B R JLSYSY AL, SMOCKA LA, #A
si-p85a+OE-p85aiie & i bL [ 4 ffd, 27 IEH ILF%, iX
FE IR Msi-p85afii kil p85azéik, MOE-p85an PAit
Fikp8S5att K, Wi kIR A JGp8SaRiE M E 2 1E
WK, MSYSY AU MLIT RS R B IR, AR B .

Mz BEA LR R SR A LR WM 2 —, &
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Oh 24h

&6 A[EETE] S AISYSYAARITFEE

48 h

Blank

MOCK

NC

si-p85a

OE-p85a

si-p85a
+OE-p85a

Fig.6 The result for migration with SYSY cell on different time

TG oy b VER, o] DURRYE T 32 B A R A
(EEMAF AL, FHiw WA R AR AL 2 B R, H
WA DUR AR I, R DL & i AR 4 4
Y, ARG — 2 AR 4 BRI ARIR R A2 % DAY 22
1)L. PMLIT . T RN I T 40 RS R BOR AE I A
W2 LR, AR R A 4 BEAE BB VR T EUAR T
KRMA R, (HRERIRZE. HRINRE, R
S 50| B HE VA P A 28 BRI IIRE (1) T fS AT SR AR 220
PR A PRI T . iR RZBRANERIIAEY
SR, WK — RAVEAG R N . 50, ik i A
ST AR E A E A, RN ST A S T RO
A 2 A I bR A2 D A i B A S A R ZH A, T
JEEE S5 7 T4 51 BREE B 7 s,
PI3KR & T JF o BE 1A, JUURE 55 ol 95 15 JUL I
(PL) 1) B L, PIZEMI 0 S b & BB NEE, &
AR B R I10%. AKEF. dEF. R, 6t
AN B AME 5 T R PIBK . PI3KIT T 32

Bh@E R T G — R S B R I R e
AR 72 AR BOE S B CAHEAEA, 51 R
o) G U T A W0 59— Fh o2 38 I Ras(CK B A1JR)
HEMpIIOE L& FEOLE . IR K I
PI3K/AKTH: il Bt AE AN MO 3G 26 . 4. 1T,
T A5 fE ke 5 /R U PIBK/AKTIR 2 X
TR A L AT G A R R B . TE A A
W, PI3K/AK T B 18 i 5 77 5 B E AR gk ph 22 0
A7, 10 R I R 2 4 Bl R i 5 5 — MR A
B S (19 AH ELAE L, A il 9858 v PI3K/AK T 55 — A
Y () AF 3 P AR Y, PISK/AKTIE B AN (W 38 i
B R MR A BE T, B E RS SR
M TS . PIBK/AKTIE % T AKT, JRFR A 5 E U
B(protein kinases B, PKB), s&PI3K T i 3= % 1) %4 W7
W, WAL AKT(PAKT)i8 i i W 4k 2 PP . Sl A
N 12 NIRIN T, AT AR T EE. PTEN
s —APIP3-T FR i, SPI3KIWINREA /2, & 7] LLiE
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ok 25 B PR AL K 3,4,5- = Tk IR 19 M1 ik JUL I [phosphati-
dylinositol 3,4,5-trisphosphate, P1(3,4,5)P3, PIP3] #%
A5 API(4,5)P2(PIP2). PTENT] ik /> AK T35 44 1 FEL
1EPTH HAK T ) T E 51% F 544 MTORZ
PI3K/AKTAE i i — AN B0 A 1, I B b I
TR R A4 ) 0 B A R B 2 DA SR B R R
G, B LMVRZAEKRE T B RIS
ERSNR A

PI3KEE R & tHp85aifil =15 25 Fip 1104 14 7
HISH, p85are PISK I Jik H 2328 & f 2 I 1 15 I3,
p8SaXtplI0RIREGE « FEER LA R PI3K P 0E A2 Wb 75 1 o
H 17X p85a )it 5t 1 FEAE o T MR Hhp85aF i A 1)
RAR ] AT, AHRT HAEMR R IER . R2E.
AP IR RIS A B b HRoE!.

AbergZZ R | PI3KAE K& P (1) P MK fh 22 &
G0 A RRAE i AN [7) X S K R IE KA R . BRpR AR
BT R I, 1E3E LTEHE N, p8Sakk Xt /N A K )2
PP TC T RS A RN, KP4 00 2 T E RS
FEAER . R T p85akk h 1E 1 22 jg K5 40 i
e 74 E R, 2 S API3K/AK T i 1 AH
KEOARBAEH, 25 MATERE.

ARSI IG 5 3 Ik A W — SRR AR BN, W PI3KAE
PR AT RS A E AT TR AL . AT 2
%5t i & PIBK Y 7 ——p8Satt H, 1% 97 N4 RE4H
LR 40 BR(S Y SY), FH A I T HEsiRNA AT i 30K )it
W GeSY SY A, A I H A Bt RIE R . AHt
FEERIER, THp8SatRMRIE, ¥ F AT
IS T RIS SR MR A TR . 2% ERTIR, 1B
SYSY4H AL Kt 7, p83adt Hke ) & EAE H, AT LA
fEESYSY Uiz 3) .

BATRIPIBK/AKTAE 5 18 B 1 4 48 15 20 i ik
B oI E A 9T, AT LR T iRt & kK &
(RAE G HLR, A BT 1 BG5S PR
Wi~ MAERRE . WO S 0 ROm AL, M. IRAT
PRI AR S FHRIBIT 7V, NIRZE S k(oA
PrEepnic s ZEZ ISR 4 B AR .
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