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[HE ] BYM RIITHREBRABIZE(RON) BEBIE 3- BXEB(PBK)ESBBETFENBERETHNREKIGERE X
FiE WEFERREAR 80 FI( FERERA), FEREEA FERNRAR 80 fl( FRAEIEAR ); WEEH 20 45|F FEHETT
FEVBRANEE FERNEALA(ERELA), XA Western blot JEZ 10 F = W ARZAZR RON.PISK FMBEER (L PISK(pPI3K )& B &RILK
¥, X RT-PCR ZRMFEHNELHL RON 1 PIBK mRNA RikKFE, HR SEFHLER, 75 ANRBAMAAIIEAH RON
0 pPI3K BB FRIAKFH EF,PISK BEFRIAKFHY T, RON 1 PISK mRNA FiAK P TR, ZRHBFRITFEX (Y P<
0.05). SREBIBAALLE, 75 W BERELH RON F pPI3K & A FRIAKFY EF, PI3K & B FRIXKF T, RON # PI3K mRNA
FRIBKFEH T, ZFEFRITFRN(Y P<005), FERNREEEZEARNFRIFE A 1~60 M, PRUEFHKI 44 MF LT 15
fl, #it RONPIBKIESBHMEFENERENELE . ZRETHEX,
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Expression and clinical significance of RON/PI3K signaling pathway in endometrioid adenocarcinoma ZHUANG Xiaoping, SHAO
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[ Abstract ] Objective To investigate the expression-and clinical significance of RON/PI3K signaling pathway proteins in
endometrioid adenocarcinoma. Methods The expression-of RON, PI3K and pPI3K protein were detected by Western blot and
the expression of RON and PI3K mRNA were detected: by RT-PCR in 80 tissue samples of endometrioid adenocarcinoma, 80
samples of atypical hyperplasia endometriim and 20 sampels of normal endometrium. Results Compared with the normal
endometrium, the expression levels of RON“and pPI3K proteins in the endometrioid adenocarcinoma and the atypical
hyperplasia were increased. However, the expression levels of PI3K proteins and RON and PIBK mRNA of the two groups
were decreased(all P<0.05). Compared with the atypical hyperplasiap, the expression levels of RON and pPI3K proteins in the
endometrioid adenocarcinoma were increased; however, the expression levels of PI3K proteins and RON and PI3K mRNA were
decreased (all P<0.05).

endometrioid adenocarcinoma.

Conclusion. Expressions of RON/PI3K signaling pathway may be associated with the development of
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TEFEVIRARRHE N IER FENRASERH) A
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1.2.1 &5 Pt A RON(ab85063) PI3K (ah32089) .
WEm 1k PI3K (pPI3K) (ab182651 )i fA 1 [ 35 [ Ab-
cam 2 1) ,RT-PCR 519l K% TAKARA 24 m)& B, E-
CLAb2=AOCIRYIE A FI 5 = RAEHE AR RA A

122 FEMNEAHZ RON PIB3K fil pPI3K & 4 %k 7K
SEAGEIN SRF Western blot ¥, #REUREM, F BCA ¥

M SRR . SR LA 50ng, 12%SDS-PAGE #E
I HL UK, MREFE IR, 5% i g W Ky & iR A 2k, TBST
5 15minx3 I IIASRPTA RON(1:2 500 #iké) \PI3K
(1:5 000 F#if¢ ) .pPI3K(1:5 000 i B ) HLIA, EIE0FE 1.5h,
A°CHKFRER . TBST Mk 15minx3 ¥, IIA ZHi(1:5 000),
ZEIRIEE 1.5h, TBST M5k 10minx3 YK, IIA ECL ALk
BAGA AT CRATFBEE R . B Tmage J 3PFXF
H 08 N S8 R BRS04, T H L H R
AT RIS ACE (B E A SN SEAKRE/ER L)
123 TE N4 41 RON Fil PI3K mRNA 57K 4
M R RT-PCR . J“#%4% 18 Trizol RNA 35 &1k
B2 S RNA, 59 RNA ¥ 5% M cDNA . D[~
cDNA SHHEAR , PCR AR R A 200l , 0 25 4 A -
95°C i 25 ¥£ 30s395°C 5min, 60°C 30min,72°C “lmin, 40
MG B T2°CHEAH Tmin, 20 4595 S W F5 -
RON Fi#514:5'-AAGGATGTGCTGATTCCCCA-3', F
W51 4 .5 ~-TACCAATGAGAGCCAGCACA -3" ;PI3K |-
W59 .5 ~CCTATTGTCGTGCATGTGGG-3", FilE5 4y :
5'~AATCTGGTCGCCTCATTTGC=3";GAPDH I ¥#514
5'~AGAGCTACGAGCTGCGTGAC=3", FlE5|¥:5'-AG-
CACTGTGTTGGCGTACAG-3", Lk GAPDH /N2,
RT-PCR J bW 45 945t H 838 H e NS 3L H 1Y C
(B, R H 272 P A e i, AR R 3 IR, e
BOEH{E,

1.3 FEPMEEEE ARG SRARE R E R A
(17 kDT, BRI RS 2018 4F 12 H 30 H, LISE
TR R T2 A5

14 GiilegabE SR SPSS 20.0 Gt gkt iHE R
Phassgirn , 2240 0] LR B R 25 05 25 70, P LL A
K H LSD—t Koy, P<<0.05 W2ESA Gt L,

2 HR

2.1 3 HFENFEAHLZ RON . PI3K Hl pPI3K # H ik
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AKOFLEE SIER AL, 5 PN B 4 R AN B R 3 A
21 RON F1 pPI3K £ [ iA7K ¥ EFF, PI3K & Rk
KRBT, 2R A 5 EE L (3 P<0.05) . 5 A8
RS A 4] LB, F 5 N REE 41 RON Al pPI3K 25 £k
K BT, PI3K 2 A K T, 22 R G2
(¥ P<0.05), WL 1 FE 1,

£1 3 HFENIKL4 L RON, pPI3K 1 PI3K #4324 /K -t

2151 n RON & H PI3K X pPI3K
FEMBEA 80  0.635+0.1182  0.131 £0.046% | 0.508 +0.106™
ANHLRIREAEZ 80 0.329+0.041° 0.223+0:051° 0.322+0.051°
IEHH 20 0251+0.065  0.415+£0.050  0.107 £0.013
P <0.05 <005 <0.05

T G IEFULIEL,P<0.05; SR SLAH AR 2 LEAS, 2P<0.05
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RON | — E— —_;]
|

pPI3K

PI3K

L R RS

B 1 3T EMIE4 S RON PI3K Fl pPI3K & &AM Ik E

2.2 3 HFE N2 RON Fl PI3K mRNA 257K F
P SIEF IR, T E PO A AN B e A 2]
RON F PI3K mRNA ik /KPR, 2R E 51T+
B (¥ P<0.05) . SAMAIEA A A, 75 P 2L
RON #il PI3K mRNA kK- TR, 227G 5114
=Y (¥ P<0.05), W 2.

K2 3HFENELL RON 1 PI3K mRNA 357K Ak

2157 n RON mRNA PI3K mRNA
T E MR 80 6.852 + 1.402°4 7516 +1.569"
AN IR A 2] 80 8.229 +1.723" 8.374 + 1.641°
IEH 20 9.626 + 2.248 9.675+1.811
PiE <0.05 <0.05

L HIEHE L, P<0.05; 5 AN ML A4 21 |15, 2P<<0.05
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J& T N2 AR S R P 2% (RTKO) H ) Met JiU38 5%
WG, oA Ay R a5 v A A
1 (MSP) 45 &1 16 Ak , A5 22 Fh A0 P9 A 5 SO R,
FEVETT A 35 RREAL (REBTEEEZA T T
S 3 5 AR I AR Fi A 58 A 30 RON 25 HTEIE
BT E IR Z N LR A 1B P L AU T
Pl B RIR KO S 1 B Cox BRI M9 40 #T
N, TE BB TS 5 PR 812 5 e c—Met/
RON F# 35 .c—Met/RON F:[7] 5 F2 1547 52 ; Cox Z K
F AT R, IR 20 2125 53 9 (5346 ) ce—Met/
RON H:[a] 155 & 1K 57 P R 1015 AS R (40 57 fe iz PRI
R, AN A UREUZE AE S8 ik kB, RON e R i
PI3K {5553 i 1) 5 5 BTG 9, X455 Bieniasz 559
P AEB AR RON A8 3 J0E PI3K A5 4 i 384
B A7 TR S S5 R 0 R A ST A e — 3

PI3K fE7EFAUML T rh, ZBEIR AT 5% b i — A
FEEN A, A RGBS PE S | A S PE . PI3K
F LS IR B a2 R385 5, 2 RON S54ER:
PERCAA MSP 254 )5 it RON 244651 Bk =4k
H B i p iRk, 5 p85a Y SH2 X454, 51
PI3K I A SRR G AR s PI3K™, PI3K i 5
FETIEE b= A 5 AR i — W w i Wt LB (PIP3 ), PIP3
WL Ak N S PH 25 R348 A 8 26 1 e BCAk)
ST FANME [ o IR, 7E 3R WL R ME S 1
(PDKU)PHhBI T 4k Akt 25 (A 0078 R IR U R 1L 17 15
(‘Thr308 ) i R At , -3 1k 3l 1 LTS240 ot 1 ik il 2
(PDK2 )i 1k 22 B PR Wi B Ak A3 45 (Serd73) B R AL , 1T
HR PR BETE Akt 33 BEVE ARG Ake 3006 H T Uit 7L
ST IR R A, o] LS R R 40 A e e i |
B WA HE I 20 e R R G 1 s R A, AT AR
A e B A S TR I, RONYPIBK A -3 [
SERATE R EEES R ER, S 5ageE
fb TR HENIET . HRrE A& RON K H T
15 530 B0 S 4305 (4 PLCy/DAG/PKC i % | PI3K/
Akt i % Ras/Raf/MAPK i 45 ) 5 B e sis 7L i ges L on
o N T8 e SO R R 1) R A R
JREEIMDC , A T BE ALK IR VA Y7 1) — I A A FE LA
S IR 4532 5613 o RT-PCR LIESE , 5 A SR A 20 11
EHAE, FHMNEBE4 RON A1 PI3K mRNA ik
K2R, F¢B RON/PI3K 5 75 N IR & 4 L %

RON/PI3K 3% 1545 Fh b Ja () 108 J FEE 5, AL HR 2
1278 1T 5 IHIPATS. Ling 295 RONA165E2

7 S A ok vk 7 88 A R IR 1 (PTEN) B2 AU PI3K/
AKT 38 % , 245 g 1) 4 2E L 78 67 BN ZR 45 H st
A, 2 58% I FEARAFAE 1278 Sk B 3Rk, OF H 5
IR IEA . Liu 7% B/ RON fEidE i
PI3K {5530 #% K [ % 3 o0 5 | 36 7L M8 At () 5 5
PI3K il LA ITCE PR AP B, 52 3] —2adk
S pPI3K BB AL , i — A0 HR i A 74
B 41 bk LR R F 2(Bel-2) F % . pS3 . XSk st T 1
A5, TR E g A0 M A I T BG5S SRS . At
5% Western blot K45 5 i 7R RON 1 pPI3K £ 1 7E
B NI A Fh i MAE A M A 2 Rk b,
1EH 455, #E8 RON Al pPI3K Fikdt B 75 P s
R JR S 2R B M ) , LR PR BB G , pPI3K W IR
FRBEAA (., 25 UFSE RON Sl pPI3K BERR 1L , B
PI3K {551l PR A2 P 5 MR 1i 1 R .
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