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[ E] a0 %70 EARERBERE D(PTPRD) 2 H HAL il T PI3K/Akt/mTOR 38 % 5 J 41 B 9 4 3T A% e A7 i 251 (1 5
Wi, 2 dk : ARAMEFR 41 A MKN-74 \MKN-45 F1A 5 B0 E 3 40l GES-1 JRAG I PTPRD 1k . 5 B 7% MKN-45 40l 1% firf 24
MKN-45/5-FU 22, 73 5l 5% % PTPRD %5 24K (NC 41 .NC/5-FU 41) . PTPRD &I 3% i it 9% # ( PTPRD 41 . PTPRD/5-FU 41) .shRNA
XK (sh-NC41.sh-NC/5-FU41) ShRNA-PTPRD 18752 (sh-PTPRD 1 .sh-PTPRD/5-FUZDHI PTPRD AR RE + 10 umol/L 740Y-P
AEEE(PTPRD + 740Y-P 2 .PTPRD + 740Y-P/5-FU 41D o MTT ¥ Rl 45 S 004G ) - 2EL 200 . 1) 386 T 3t 70 AL 8 R 70, 4 i 1 I S5
6 DU LT B F (5 e KT, WB J2:A60 41 i A EMT A1 PISK/Akt/mTOR 3 B HH 5S8R (I IR IA . SR 0.2.5.5.10.20.40 umol/L ] 5-aza &b
I MKN-45 4111 , qPCR 3% MTT VLK M1 A - PTPRD mRNA & FI41 MU FATT /7. 46 % : PTPRD mRNA FlI 25 (75 B 41 15
BLRIE(P<0.05). 5 MKN-4520AHLL, PTPRD 20 H W4 5 B WG g4 40 . PTPRD . _F B #5% 3 (E-cadherin) \BAX £ 1 £ i&3)
BN P<0.05 , HIEGEIE 77 4 B I #% 28 L p-PI3K | % J¥ &5 A (vimentin) \ p-Akt p-mTOR & I RIAH K3 P < 0.05),
sh-PTPRD £ 4H fitd 18 5 3% 77 40 fil #% % . p-PI3K .vimentin . p-Akt.p-mTOR & [ & A BN (B P < 0.05) , [ W44 5 1 05 v il 14 8
# .PTPRD-E-cadherin . BAX & (A F 1A%/ (34 P < 0.05) ; 5 PTPRD 1A b , PTPRD + 740Y-P AN 5435 /1 4IMLTAS 3 . p-PI3K
vimentin.p-Akt.p-mTOR & A R I BN (¥ P < 0.05) , H WK 5 EH VA S0E . PTPRD . E-cadherin . BAX & A R IA /> (1)
P<0.05). FE# S-aza W& R I, MKN-45 4 i o PTPRD mRNA 25325 58 11 L 41 B 389 58 35X P<0.05). 5 MKN-45/5-FU4H,
AHEL, PTPRD/5-FU HAHMET RS2 A 39 5l 1 13 B AP P<0.05) ,sh-PTPRD/5-FU HAMGTAS 2 A 8 54 3% 77 34048 i (29 P < 0.05) 5
5 PTPRD/5-FU 414 Lt , PTPRD + 740Y-P/5-FU 40 MERS 5 4 f I 5 75 Sy 34388 I (35 P < 0.05) . #& 4 : PTPRD 75 B 3 4l i o 22
{RZFRIEAIRAS , PTPRD 25 S 4k ] G L 01 PI3K/Akt/mTOR {5 5388 145 190 1] 15 0 400 L 38 L 30 % 5 484 5 FL o A 77 B e o
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PTPRD demethylation regulates the proliferation, migration, and chemoresistance
of gastric cancer cells through the PI3K/Akt/mTOR pathway

LIU Yanhui*", GAO Ziyu’, REN Peng’, DU Yuxin®, LIU Caixia’, XING Zhiwei’ (a. Department of Oncology, Affiliated Hospital; b. Graduate
School, Inner Mongolia Medical University, Hohhot 010050, Inner Mongolia, China)

[Abstract] Objective: To investigate the effect of protein tyrosine phosphatase D (PTPRD) demethylation on the proliferation, migration,
and chemoresistance of gastric cancer (GC) cells through the phosphatidyl inositol 3 kinase/protein kinase B/mammalian target of rapamycin
(PI3K/Akt/mTOR) pathway. Methods: The gastric cancer MKN-74 and MKN-45 cells, as well as human gastric mucosal epithelial
GES-1 cells, GES-1 were cultured in vitro and PTPRD expression was detected. MKN-45 cells and their drug-resistant variant MKN-45/
5-FU cells were routinely cultured and transfected with various vectors: PTPRD empty vector (NC group, NC/5-FU group), PTPRD
overexpressing adenovirus (PTPRD group, PTPRD/5-FU group), shRNA empty vector (sh-NC group, sh-NC/5-FU group), shRNA PTPRD
lentivirus (sh-PTPRD group, sh-PTPRD/5-FU group), and PTPRD overexpressing adenovirus+10pmol/L740Y-Ptreatment(PTPRD+740Y-P
group, PTPRD + 740Y-P/5-FU group). MTT assay and wound healing assay were used to assess cell proliferation and migration. Cell
autophagy levels were assessed using autophagy assay, and the expression of epithelial-mesenchymal transition (EMT) and PI3K/Akt/mTOR
pathway related proteins was detected using western blot (WB). MKN-45 cells were treated with 0, 2.5, 5, 10, 20 and 40 umol/L 5-aza
solutions, and the PTPRD mRNA expression and cell proliferation in MKN-45 cells were detected using qPCR and MTT assays. Results:
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PTPRD mRNA and protein were significantly downregulated in gastric cancer cells (P < 0.05). Compared with the MKN-45 group, the
numbers of autophagosomes and autophagosomes, as well as the protein expression of PTPRD, E-cadherin, and BAX significantly increased
in the PTPRD group (all P <0.05), while cell proliferation, migration rate, and protein expression of p-PI3K, vimentin, p-Akt, and p-mTOR
decreased significantly (all P < 0.05); However, in the sh-PTPRD group, cell proliferation activity, migration rate, and protein expression
of p-PI3K, vimentin, p-Akt, and p-mTOR increased notably, while the quantity of autophagosomes, autophagosomes, and protein expression
of PTPRD, E-cadherin, and BAX decreased (all P < 0.05). Compared with the PTPRD group, the PTPRD + 740Y-P group showed an increase
in cell proliferation activity, migration rate, protein expression of p-PI3K, vimentin, p-Akt, and p-mTOR (all P < 0.05), and a decrease in
number of autophagosomes, autophagosomes, and protein expression of PTPRD, E-cadherin, and BAX (all P < 0.05). With the increase of
5-aza concentration, the mRNA expression of PTPRD in MKN-45 cells increased (P < 0.05), while the cell proliferation activity
decreased (P < 0.05). Compared with the MKN-45/5-FU group, the cell migration rate and proliferation activity decreased in PTPRD/5-FU
group, while the sh-PTPRD/5-FU group showed an increase in cell migration rate and proliferation activity (all P < 0.05). Compared with
the PTPRD/5-FU group, the PTPRD + 740Y-P/5-FU group showed an increase in cell migration rate and proliferation activity (all P < 0.05).
Conclusion: PTPRD is downregulated in GC cells, and its demethylation may inhibit proliferation and migration of GC cells and enhance
chemosensitivity by suppressing the PI3K/Akt/mTOR pathway.
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WA 3G KT T, PRBE RN T A R R e I R AR R
Jere A BRSNS K2 CAL T R SR
B BB TR IE R R, H Ao R sl s v B
T B AT 2 BT A DME—E R R L 2L
BAARL R I A RIS TR . AR, B R YT T A
YT BR , AL, PR ZE AT SER I I S PN Fa AR I RN T i
FLEAERLH], 3T B RIPE B B S . AN
IR R EF D (protein tyrosine phosphatase D, PTPRD)
T T R R, 5 2 AR b R RETEAE 2 R4
15 T S AR 1R 28 5 IR T, Fova H AL AT RE 33
PR A A, DT 25 e ) 3 e R S P4 B4
5T 3R BT, PTPRD 7 JMJed 40 i rb 2R3 , L e ad e 5
STAT3.PD-L1 Kk = 4R 7 5 9, 2 5 ME
ik AN G e iR o % I 19 UL 3 U3 (phosphatidyl
inositol 3 kinase, PI3K)- £ [ % 1§ B (protein kinase B,
Akt) F1IHf F 3 ¥ B 10 % R (mammalian target of
rapamycin, mTOR) {5 51 5 2 210 fifd Py F = 2221 I B
ANAE Y2 4 e J) SR 22 Feh 24 B o e v 3 S S B A
F 0 BLAEERR 1E (0 A BERAS DL I £ A B 25 Fol
TRELIRILH A R A 2 A 2 o S AR S
TR {4 PI3K/AKYmTOR 3% 1] 15 2 Al g 41
JRLYE T VGRS « ORI 2451, of 1 e R R AE RN TS
A—ElEH . BSE I 201 (CSNK2A D BT PI3K/
Akt/mTOR Gl B3 58 B e A A28 68 70, 75 B et fig
R FEBUEE ™. {H2, PTPRD %75 i1 PI3K/AkY
mTOR B R VA2 Bk g H ATIE MRS EIESL . B,
ANHF 5 BEHR 2R PTPRD J@ i PI3K/Akt/mTOR J& #% 1/
B A AR A R 5 A S AT 2, LA B
IRIRHEET AR bR AR ITHE R

1 #MR5EZ%

1.1 @R £ X5
A B 40 MKN-74(5% 5 : YT800282) \MKN-45
175 : YT800283) Fll A I 5 & i b 52 41 g GES-1
(5275 : YT80028D I T AL s B AL MBI A R A A .
N B TR 24 21 il MKN-74/5-FU . MKN-45/5-FU 1 4~
S = HIT AR A ORAT
PTPRD i % ik I 95 # - sARNA-PTPRD 12 J 5 «
PTPRD 75 # {4 . shRNA 75 3 44 i 5 K B 0 s 2E ) A
F] & R, RPMI 1640 15 730 (185 : YS-3015) 1T i
Tt Sl A R A T, TUNEL 40 08 146 it 7 & (5%
5 :GOY-988D) I T+ EF WSV A PR A F], MTT 44
o 18 BRI (B 5 . BJ-R65663)  PI3K 1% 71 740Y-P
175 :BI-15249) W T Eig I = szl A R A A
mRFP-GFP-LC3 (1% 5 : GT-AP-V103) g T M 31 £ 9
[ 25 B} £ IR 2 7, Lipofectamine™ 3000 ( 5% 5 -
L3000015) Jt) T~ € BR € A IR BB A |, p-PIBK L I T
1 H (vimentin) .« p-Akt. I JZ 45 & 25 (E-cadherin) .
PTPRD.BAX.p-mTOR.GAPDH —#i }% 1L -4 %is —
Pr (T8 5 : ab182651. ab217673. ab8933. ab76319.
ab233806.ab216494.ab314037.ab181603 2 ab97051)
)+ 5 [E Abcam 2y &) , DNA H ZE 5 R B 771 5-aza
15 :EY-19996) 16 T il — W ED R AR A A .
1.2 @mfaddic 5o mak 4
# B GES-1.MKN-74.MKN-45 . MKN-74/5-FU .
MKN-45/5-FU 4liffi & 755 , BT 37 °C.5% CO, [] RPMI
1640 J5 7R PR 2R AR . AR HION A K 5 MKIN-45
4, BEH L3 N MKN-45 21 .NC 21 .PTPRD 4H..sh-NC 4.,
sh-PTPRD 2H .PTPRD + 740Y-P 21 . MKN-45 2 4H i1 i/t
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17 H R % NC 41 % 4% PTPRD 75 #44, PTPRD 21
k4 PTPRD i ik I # , PTPRD + 740Y-P ZH 4]
/B PTPRD i FKIA M5 + 10 umol/L 740Y-P Zb3Y,
sh-NC ZH 21 i #% % ShRNA 752 /4%, sh-PTPRD A4/
shRNA-PTPRD 1245 # , fi Ff| Lipofectamine™ 3000 % %
4, 24 h JEUSCEE & AH A TR S, R Bk sy
YA AR ATHIMEN-45/5-FU, 35K W MKN-
45/5-FU %1 \NC/5-FU 41 .PTPRD/5-FU #H .sh-NC/5-FU
2 .sh-PTPRD/5-FU 411 PTPRD + 740Y-P/5-FU 4 .

1.3 qPCR %44 § /% 2m i # PTPRD mRNA % % K-F

FREL A 2H S 95 40 1 5 RNA, W0 84 55 4 cDNA.
qPCR LK PTPRD mRNA )31k . PCR 54551 :
PTPRD 1E [f] 5| ¥} 5-TTACACGAACACCCGTTGA-
3, X H 514 5-CGGAGTCCGTAAGGGTTGTA-3';
GAPDH IE[7] 5| ¥4 5'-CAGCCTCAAGATCATCAGCA-
3", ][5 ¥ 5'-TGTGGTCATGAGTCCTTCCA-3',
PCR JZ N 2644:95 °C 3 min, 95 °C 10 5,60 °C 30 5,65 °C
55, HA0MEIR . g5 R iEd 275 PTPRD mRNA
[PIAE X FRIA
1.4 MTT R0 F 5% tm ft 69 38 78 75 /)

P25 21 g 4 4 R & 96 FLAR (5 x 10°4N/4L)
L, BT 37 CCORIEM B R R R 1~3 d, I E B 197
AT 50 uL MTT ¥ Wi, 4k 82 8% 77 4~8 h, I\ 200 uL
DMSO 125 pL H 2B 22 i i, 1 21 J5 » K F B bR AX
Far il 4 570 nm AL H G FE (DA, Lh DAE R <40 i
(I HE FEE T o
1.5 RPEAA IR F Emibey it/ 7

W35 21 B R E 6 FLA1 > 10°AYF) £
VA FEIE 90% i, I 10 uL #2388 Sk RIIR , 37 2% 1H
[RBEFEHE , 1E 37 °C L 5% CO, PR 55 v 4k 52 295 24 h, 7
e TS AR KA CAIERF (0
=24 h ) KR THIFR/0 h B RIJR TR < 100%” v 541 i
1.6 w5 2MEEAEREIMBANE EmILt A
4 K-

H4 - 2H MKN-45 4 g 22 P 7E 6 FLAR (1.5 x 10° 4™/
FOH 3Z 1.2 W 7 IR A BN L R FH 2% 2 0 H g
A10.2% [~ BEERIE 5E 1 h, K A A IFH 3%
T 2 e P R0 A A R S G €, ¢ J 3ok v 7 S e T
AR A

{4 F§ mRFP-GFP-LC3 I 8 4% 4241 g 12 h, FE
B FE , G F 3 TR S A o % 2 41 P 2 AT Rk
BB R ICTE S E R, DLSR 75 % B I (green
fluorescent protein, GFP) il £ & %% J¢ & H (red
fluorescent protein, RFP) ] 3£ 5 7 24y H WA B bR &
M A% GFP I REP f508 H WV B4 .

1.7 WB k4 M &40 § % 40 j2 F PTPRD. PI3K/Akt/
mTOR @ %% &% EMT 48 % & & 49 & &

K RIPA VA R E A 24 A Y . 2R, BCA 7
WEEAWREE . SHEIKFEBEITEAE, I Rt
PTPRD (1:2 000).p-PI3K(1:500) .vimentin (1: 1 000) .
p-Akt(1:1 000) \ E-cadherin (1: 10 000) . p-mTOR
(1:5000) .BAX(1:1 000) .GAPDH(1:10 000)—#%
4 °Cid . H,PBSIHEYESE , I\ HRP Fxic #) th
Prbe = Pr(1:2 0000 %= i T B 120 min, ECL 7% &
5, F Image J 5453 T 8 15 2517 (1) 2K FEAE
1.8 £ 7 AALFE 14N 5-aza 31 F 7% 20 PTPRD mRNA
ik Fa ¥ IH 69 %0k

W BN x 10°HIMKN-45 415 2 RPMI 1640
Br kR, H PBS ¥ 5-aza il B % 0.2.5.5.10-.20-40 pmol/L
IR, 43 73 A B MKIN-45 4119 48 ho AR HE AT IR QPCR
YERIMTT VA AS R HR i 5-aza AL BE X MKN-45 41 i
') PTPRD mRNA &3 FHAH 34 58 175 77 1) 52
1.9 %itsam

DL b S G ¥ T R 6 k. K FH] SPSS
26.00 A M S Be R . 2 IEA A i DA
xEsRKIN, 2 W EHE LR R 3R 22 o i, it
— 3D P HERCR A SNK -g fiti. LAP< 0.05 8% P < 0.01
FREREHRITFE L

2 & R

2.1 PTPRD mRNA#=& & /£ § Emfie+ L& K

qPCRVZEAI WB i (B DG &5 3R B oR , 5 GES-1
20 foAH B, MKN-74 . MKN-45 4 g ' PTPRD mRNA
R AFIAY) B mRNA : (0.76 £0.03).(0.52 +
0.02) vs (1.05 + 0.03) , ¥ P < 0.05; &5 [ : (0.71 +
0.02).(0.46 + 0.02)vs(1.02 = 0.04) , ¥ P < 0.05], LA
7E MKN-45 21 ffd H 338 AP (P < 0.05) , R, 3%
£ MKN-45 41 f it 47 5 B4 71

GES-1 MKN-74 MKN-45

PTPRD W S —

S e e

E1 WBE M GES-1 2040 & & MKN-74, MKN-45 ¢ i1
1 PTPRD ZEHHIRIA

2.2 PTPRD #2740Y-Pxf MKN-45 m e 3838 & 7) 6937 7F

MTT 3 K6 45 3R (% 1D 878, MKN-45 40 \NC
H . sh-NC 2 40 i (1) 38 58 75 0 LR 2 e R G vk 5
X (¥ P>0.05); 5 MKN-45 41 .NC 20 Lt , PTPRD
S 20 B B 3 TE R ) W E BRI P <0055
MKN-45 41 .sh-NC ZHAH £t , sh-PTPRD 2H 41 ffd 38 5 iy
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FIBEI(P < 0.05); 5 PTPRDZHAHEL ,PTPRD + 740Y-P
20 0 ) A8 B A N (P < 0.05) . S2E6 &k L,
JUER PTPRD ] 3 5 21 i ¥ B4 58 3% /7 ; PTPRD i R 1A
A A% MKN-45 2 B 1 386 58 55 77, 1 [ B {5 PI3K
WO ) 740°Y-P T RT3 5 A P PR B
2.3 PTPRD#2740Y-P3 MKN-45 4 it i 4% 5% 7 69 %576
IR A S0 45 5 (K 2A, # 1D o, 5 MKN-45
2 \NC 211 L , PTPRD 41 MKN-45 4 iU i #% 5 5. 3% [%
fK(FP<0.05) ; 5 MKN-45 41 .sh-NC 41# £t , sh-PTPRD
AN AT R BT (3 P < 0.05) ; 5 PTPRD 414
tt, PTPRD + 740Y-P H 40 AT FE 2T =1 (P < 0.05) o
S5 IRR I, JUER PTPRD A 2 = 41 fiuiL #2 % ; PTPRD i

A

MKN-454H NCA PTPRDA

Oh

24h

MKN-4541 PTPRDZ

A A RR A

PTPRD + 740Y-PAH sh-NCZ sh-PTPRDZH

C

S ASHI 4 B (1T A2 BE ST (x 1000 5 B« B 52 B DL€ 15 Wt A FX) 1 2 A B (AL B i Sk B AR, SR 3 ko B

FEIA ] AR MKN-45 20 fiL 7% 2 , i (7] i 45 PI3K 38
571 740Y-P AT HE S TR 2
2.4 PTPRD #= 740Y-P 3 MKN-45 %@ . & *% &9 %} %)

H W5 S50 25 B (K 2B, £ 1>wm,5MKN-45 éﬂ\
NC 41t , PTPRD 2H MKN-45 40 it vh 5 W44 | H W%
B AR B 1 B 1 N (3 P < 0.05) ; 5 MKN-45 4 .
sh-NC 41 Lt , sh-PTPRD £ 4 ffd o [ Wi Ak | [ e v g
g9 (3 P<0.05 ;5 PTPRD 414H tt , PTPRD
+ 740Y-P ZH 40 Ha A [ AR | W T R R 8 ek D
(¥JP<0.05). S553LMH, UTEK PTPRD A #li| 41 5
W ;s PTPRD i #52 A {12 3 MKIN-45 41 ffg 15 W5t , 1 [ s
{5 FH PI3K 3035 771) 740Y-P W] 10181 4 B 15 1

PTPRD + 740Y-P4H sh-NC4 sh-PTPRDZH

™
ale

s A AR 5 <8 000D 5 C « 58 B S A6 I 40 i ) | W AR 7K F- (¢ 1 000D &
[E|2 PTPRD X 740Y-P %t MKN-45 £0 1T 50 B 15 B 2201
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<1 PTPRD X 740Y-P %t MKN-45 A58 T 7 A B AV (X £ 5,1 = 6)

Al M3 (D) ANRITREH/% 0 A A P G P A/
MKN-45 21 0.73 £0.05 71.52 £3.11 2.65+0.04 2.33+0.04
NCHA 0.75 +0.07 71.43 £3.02 2.66 £ 0.05 2.34+0.03
PTPRD 41 0.31+0.02" 38.47+2.147 18.25+1.93" 1526+ 1.65™
PTPRD + 740Y-P 41 0.65 +0.03* 69.55 +2.834 12.53 + 1.37* 9.75 + 1.06*
sh-NC 21 0.76 +0.04 71.46 +3.25 2.61+0.05 2.35+0.04
sh-PTPRD 4 0.82 +0.03 88.92+4.17" 1.13+0.03" 1.01 +0.02"7

5 MKN-4521t,"P<0.05; 5NC4L,“P<0.05; 5 PTPRD 4L Lk, *P < 0.05; 5 sh-NC 4, P < 0.05.

2.5 PTPRD #= 740Y-P %+ MKN-45 2 /& PI3K/Akt/mTOR
W% A EMT 48 X & & & L6 #-h

WB SZE 45 R (3, % 2) 7%, 5 MKN-45 41 \NC
ZHAHEL, PTPRD 20 MKN-45 41 il /F p-PI3K . vimentin .
p-Akt.p-mTOR & H £ 18 ¥ K (5 P < 0.05),
PTPRD.E-cadherin \BAX £ HFRIAIEIN (3 P< 0.05);
5 MKN-45 2 .sh-NC 41 ., sh-PTPRD 44 MKN-45 4 if]
1 p-PI3K . vimentin.p-Akt.p-mTOR & [ 7k 5114 i (15
P<0.05), PTPRD . BAX . E-cadherin & 4 % ik 13 [#
ik (3 P<0.05) ; 5 PTPRD 41 kb , PTPRD + 740Y-P
ZH MKN-45 411 it /1 p-PI3K . vimentin . p-Akt.p-mTOR &
[ IE BN (35 P < 0.05) , PTPRD . E-cadherin . BAX
EARIEHFREIP<0.05). 458K, JIERPTPRD
AJ 0 48 1 PTPRD . E-cadherin BAX 2K [ 3614 , it
p-PI3K .vimentin.p-Akt.p-mTOR %5 [4 %14 ; PTPRD i
FIE i MKN-45 41 1 PTPRD . E-cadherin 1 BAX
B [FRIA, #Hil p-PI3K . vimentin . p-Akt F1p-mTOR &

2R3 , 100 [RI A PI3K 305 571) 740°Y-P JU) A Jb 81X Fo
EH

43%
» $
o & oo &
FHE L YL
F&E &S

p-PI3K - s e an— o
Vimentin T S = e 0
P-AKl S— — — — — —
E-cadherin R S D SN S =
PTPRD — —_—

BAX wmms eams GHD s s ——

p_mTOR — — | — — —
GAPDH o cs o cos oo o=

3 PTPRD %X 740Y-P Xt MKN-45 48l PTPRD . PI3K/Akt/
mTOR @& K EMT 18X & B RIE R0

%2 PTPRD X 740Y-P X} MKN-45 R & PI3K/Akt/mTOR B & EMT X EARIE(x+5,n = 6)

H 5l p-PI3K Vimentin p-Akt E-cadherin PTPRD BAX p-mTOR
MKN-45 21 1.02 £ 0.04 1.65+£0.08  0.93+0.04 1.51£0.07  0.48+0.02 1.13£0.04  0.76+0.03
NC4 1.03 £0.04 1.66£0.07  0.90+0.03 1.49 £ 0.05 0.45+0.02 1.12£0.03  0.75+0.04
PTPRD 41 0.65+0.03"*  0.73+0.04"* 037+0.02" 1.87+0.09" 0.88+0.03" 1.65+0.06"" 0.41+0.03""
PTPRD+740Y-P41 0.97+0.04* 1.58+0.06* 0.88+0.03* 1.53+£0.06* 0.52+0.03* 120+0.04* 0.72+0.04*
sh-NC 41 1.01 £0.04 1.66£0.09  0.91+0.03 1.50£0.04  047+0.03 1.10£0.05  0.77+0.04
sh-PTPRD 41 128+0.05"Y 1.95+0.04"Y 1.15+0.04"7 0.97+0.03"7 022+0.02"Y 0.55+0.03"Y 0.91+0.04""

5 MKN-45 41, P<0.05; 5 NC 41tk , “P<0.05; 5 PTPRD 41 Lt , *P<0.05 ; 5 sh-NC 41kt , Y P<0.05,

2.6 F 7 EAL3 MKN-45 20 i3 74 69 %4 of)
qPCRIEA MTT i M 45 R 27w , B 4 5-aza
JE 34 0, MKN-45 41 il o PTPRD mRNA 21 34 Ji1
(E4A, 35 P <0.05), 40 S S HEE /7 2 PR AL (& 4B,
¥IP<0.05. Z5RKW, R - MKN-45
41 g PTPRD mRNA {13 1X , Bk MKN-45 48 fifg (1) 3
VA
2.7 PTPRD 7= 740Y-P 3 MKN-45/5-FU % it 3% 78 i&

71 Bt A% 69 %

MTT EFIRIE A & S iRl 45 2R (B 5,58 3) 2
7~ > 5 MKN-45/5-FU 45 £t , PTPRD/5-FU 2H 41 g 4 5
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