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(WE] B8 F2ARSE O 2R BER A O(PTPRO ) i PRAS [a] Y ADR 25 1 L 58 20 i Xor
LB, Ak N RSP PCR, A MCF-7 \MDA-MB-231 F1 Hs578t 3L IR je 40 i b v
PTPRO JEHJE BT CpG & W 3L AR AR, 37 RT-PCR 49l PTPRO mRNA 3k, X MTT 846 I
MCF-7 \MDA-MB-231 Fll Hs578t 3L I 48 41 Jif &% %+ 0. 000 6 .0. 003 0.0.015 0.0. 075 0.0.375 0.1.875 0,
9.350 0 ,46.750 0,234. 000 0 mmol/L 4 K2 BE HRURENE , LA K X A0 MM 47 25 Y A0 S50 5 4 K2 M o 3¢
RIS T 2 B34 40 LR T IC X ¢ G s TEAR B0y 22 SEPE I RTAR T , Z A R B LU R B R 38 5 22 47
M, 2ELIB) A LR D 1SD A, 468 FLARE MCF-7 \MDA-MB-231 4ife ik PTPRO JE[K H 34k | ifif
FLAE Hs578t AU bkh PTPRO JEK TCH 4k, FHEEAZ B A SR A0 MO bk J5 FEA I PTPRO Ji 27 HH AL 1%

459 5 7% MCF-7 MDA-MB-231 #H itk PTPRO & [R F K4k & 0] 5 ARG [ (0. 861 +0. 109) L (0. 037 =
0.019) ,:=23.326,P=0.000; (0. 758 0. 114) H (0. 086+0.010) ,z=16. 109, P=0.000 ] , F H , MCF-7
MDA-MB-231 4 itk 28 5-Z=2 BB E MM NE (DAC) A 315 , PTPRO mRNA ik /K-F- B .5 T DAC 4b Hi iy
[ (0.03320.006) Lt.(0. 166+0. 016) ,£=28.338, P=0.000; (0. 052+0.006) [ (0. 587+0.087) ,t=17.257,
P=0.000] , HEFEKF5[3T CpG & HEMRERC, HAZEXT MDA-MB-231 \MCF-7 J Hs578t 4
AR A B8 b R B (1C., ) 205914 8.52.5. 87 il 4. 52 mmol/L, A [E]HR BE S5 AZWEXT Hs578t 21 i bk iy i
I Z 4 L MCF-7 F1 MDA-MB-231 Z0 i £k & ( F = 129. 93 . 182. 40 ,46. 26 ,49. 26 ,33. 60, 80. 31 , 160. 05 .
69.96.79.98,P ¥=0.000) , Z=H FEALSH B : DAC ALBE MCF-7 FIl MDA-MB-231 FLARE 41 AR S, A
(] e B S5 AZ KT At ik () 41 ) 36 S5 AL ST AR LE , 25 R A ST 2 3 L (MCF-7 .6 =14. 195 8. 328 7. 042
6.385.5.450.8.557 .4.788,13.351 . 11. 887, P #J<0.050; MDA-MB-231:t = 16.324 30.443 9.177,
12. 694 9. 528 \11.912 .10. 260 .18. 109 3. 754, P ¥]<0.050) , £5i¢ PTPRO P B Ak 2SR & 4 |
KRR E WG s AT 2 PTPRO 3L 30 F CpG 5 1 H SEAER A, 3 B XIS PTPRO 3k
FF A 190 2L M g 200 MR 25 473 30 B /57 5 PTPRO ik PRI AR 6 A R A 1 e 208 52 i 2. 0% 9 A0 R T 5 62 T )
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[ Abstract] Objective To determine the role of protein tyrosine phosphatase receptor-type O ( PTPRO)
gene methylation as a potential molecular biomarker in the treatment of breast cancer and its association with the
sensitivity to paclitaxel in the breast cancer cell lines. Methods Methylation-specific PCR was used to detect
the methylation status of PTPRO gene promoter CpG island in three breast cancer cell lines MCF-7, MDA-MB-
231 and Hs578t. RT-PCR was used to measure PTPRO mRNA expression. MTT assay was applied to evaluate
the sensitivity of MCF-7, MDA-MB-231 and Hs578 cells to paclitaxel under different concentrations, i. e. ,
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0. 000 6,0.003 0,0.015 0,0.075 0,0.375 0,1. 875 0,9. 350 0,46. 750 0, 234. 000 0 mmol/L. The changes
of inhibition rate of paclitaxel in cell lines after demethylation were analyzed as well. The mean comparison
between two groups was performed using paired ¢ test; after determining the homogeneity of variance, mean
comparison among multiple groups were performed using One-Way ANOVA; pairwise comparison using LSD
PTPRO gene was methylated in MCF-7 and MDA-MB-231 cell lines, but unmethylated in
Hs578t cell lines. After treated with paclitaxel, the methylation rate of PTPRO in MCF-7 and MDA-MB-231
cell lines was significantly decreased [ (0.861+0. 109 ) »s(0.037+0.019),t=23.326,P =0.000; (0. 758 +
0. 114 )vs(0. 086+0.010) ,t=16.109,P=0.000]. Moreover, PTPRO mRNA expression level in MCF-7 and

test. Results

- 335 -

MDA-MB-231 cell lines was significantly higher after DAC treatment [ (0.033+0.006) vs (0.166+0.016),

t=28.338, P=0.000; (0.052+0.006) vs (0.587+0.087),

t=17.257, P=0.000], which was correlated

with the methylation status of CpG islands. ICy, of paclitaxel on MCF-7, MDA-MB-231 and Hs578 breast cell

lines was 8.52, 5.87 and 4.52 mmol/L, respectively. Hs578t cell line was significantly more sensitive to

paclitaxel at different concentrations compared with the other two cell lines ( F =

49.26, 33.60, 80.31,

129.93, 182.40, 46.26,

160.05, 69.96, 79.98, all P=0.000). The demethylation experiment showed that

after DAC treatment, the inhibition rate of paclitaxel at different concentrations presented a significant difference

in MCF-7 and MDA-MB-231 cells ( MCF-7.¢ = 14.195, 8.328, 7.042, 6.385, 5.450, 8.557, 4.788,

13.351, 11.887,

all P<0.050; MDA-MB-231.: = 16.324, 30.443, 9.177,

12.694, 9.528, 11.912,

10.260, 18.109, 3.754, all P<0.050). Conclusions PTPRO methylation is a common phenomenon in the

development of breast cancer. Promoter CpG island methylation status of PTPRO gene could be influenced by

paclitaxel and breast cancer cell lines with unmethylated PTPRO are more sensitive to paclitaxel. The changes

of methylation status of PTPRO gene significantly affect the sensitivity of breast cancer cells to paclitaxel.
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FLIR IR = v I L e 2 0 38 B — o2 1) 2 P i
BRERBE EFE 471710 T M RAE K
JRe T PRI 5 gt A P b A 2R B[R g 285 2R, o
CpG )5 3l H LAl T B0t 49 1k AR 35 Bl
SEFEEAEZ P TR E E R R
A AR BRI ik 0 BRI H T G
ZAR RGN I T AR 7J<5|ZI?I’J¥E
PRI, AIFSE R I U L IR S 5l 1 19 e i TR
PRI A T B g S, 5 PR AL 7 Tk 24 44 2 DA
5, 2 Yy iE MG SE B DNA B 18 AR gk
B AR H RS ROl PL S gnfd RS &
ZRRIER I R BE R O JL [ (protein tyrosine
phosphatase receptor-type O, PTPRO) , 1~ 25 [ %
PR W IR ¥ ( protein tyrosine phosphatases, PTPs)
IG5 22—, J 13T ¢ IR — > T A 410 9 ik
RO S 50 g A K 434k | 43 24 0 R Sk
FeAR S 2 Rh s R AR R A AL T i 1R
FJE HATHFE Ry B, SR, S 3l 7 F A0k
ST 2 Wy U R A OC, SCHR IE D
ASBIFSE 38 5 0 7 L8 20 RS 55 A2 et 4 2 A
VR E (1C,, ) , B TR L 9 40 i ik TP B A RS 5

Protein tyrosine phosphatase receptor-type O;

Methylation;  Breast neoplasms;

I 25U S 2 TR S MAAGIB T

1 #E5H=*
1.1 dafakk b A p s o

L MCF-7 .MDA-MB-231 F1 Hs578t 4l fifl
R VLS B AN FLE b B 4tk HMEC 48R g H |
IR AR AR AR EH 5% KA g
RPMI-1640 B5F#9 A1 37 °C 5% CO, 4 F 535,
FFJ 0.25% JHREE FBEH AL AR, O 854 K 0 240 i

1325 Wy U 256
1.2 4ifigabs

7L 9% MCF-7 .MDA-MB-231 F1 Hs578t 4
J B, 4R 6 LAk PR fR A Ak X
B AR 4 R 8 43 440 B 43 i A 2 TR R Ak
) 5-2Z% & Wi S MY M5 BE ( 5-aza-2'-deoxycytidine
DAC) 1R 2 B A 2L i 20 B vk i 47 2 R 3k Ak
SEHG YR FE N 10 wmol/ L, B K B 3 5 HH [ 25 4
HeRE BB i RPMI-1640 55390, 5595 3 d Ja gk
YA 5] o XoF REZH 4t B >R FHAR R R BB D-Hanks
WAL FE
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1.3 H3EALREFYE PCR (methylation specific PCR,
MSP) Kl FE A CpG & (1) B 5& 4k ( fii #% PTPRO 3
PRI H 34k ) RS
1.3.1 SL[HZ0 DNA I I AiieiE e
AL ,1500xg B0 2 min, £ FIEWE A
400 wl 1 x 2 ff 243 FE 2T, AN 20 mg/ml 25 H
i K 4 wl,50 CH55% 2 h, -5, Bl
TE R, -20 CHAER
1.3.2 AR A AL HE DNA Bl g BEAR
DNA, % H EpiTect fast 96 bisulfite conversion kits
(T5[E Qiagen /A A]) X} DNA #E47 V 7 iR S 40 1&
i, B R E A 61T, Zlifk )5 DNA A
20 ml Milli-Q Ab 3 5 () /K %5 ff . AN BT aA , i Fb
TR S AME A S 9 DNA BEED B4 0 T MSP %
P14 KU PTPRO JE R H AR A2
1.3.3  WPALARE: S PCR A PTPRO i R 3
IRA HR¥E PTPRO 5L 15 31 DNA HBrik
519, B 3AL EE514) 5'-CGTTTTTGGAGGATT
TCGGGC-3', FiiF51 4 5'-AAAACACGACTACGCT
AACG-3'; dEH J4k U549 5'-ATGTTTTTGGAG
GATTTTGGGT-3', N iiF 51 ¥ 5'-ATACCCCATCAC
TACACAAACA-3', & ] EpiTect MSP Kits ( 1 [
Qiagen 2|7 i) 47 PCR §7 34, PCR Ui {K &
50 wl, B G B JE B9 DNA BE & 3 pl,
EpiTectonic Master Mix 25ul, R 519145 0.4 pl,
Taq B 0. 1 pl F1 RNase-free ddH,0 21. 1l &l
LRI BT, PCR ¥ 85558 —4 95 C
A 10 min, 55 4 95 CZE M 15 .55 CiE &
30 s 72 CIEfH 30 s, 3k 35 MEI )5 72 °CIE
110 min, PCR P=#yHykJm , VIR R, 47 T-A
ok, BREPH M s B SEA T Y . FF R 4840 B
IEH NAME I DNA FE by B304 %65 B i 48 564k
Sss1 AL BEAY S E . DNA A5 Ay FHAE X 8
1.4 WK

H e MSP A 25 5L, 5 L g 40 i bk ( MCF-
7 MDA-MB-231 H1 Hs578t 40 i #%) 4>}y PTPRO
JE R 3 Ak 40 i ¥k ( MCF-7 , MDA-MB-231) il
PTPRO 3[R JC FF S Ak 41 i Ak ( HsS78¢t) |, i 1E
NFUIE b Bz 4k HMEC 48R ( JC FH LAk 4 bk )
YR TE R XF B 20 A PTPRO 3£ I B 4L R 8 5
PTPRO mRNA FiE/KF-1 56 R |, SR )5 Hu i 45 Fhan
AR XS AZ B ) U M R AR E R
1.5 RT-PCR Faill FL 96 40 ii bk b PTPRO £ A
) mRNA Fik

1.5.1 RNA f9dhie FH 35 E Invitrogen 2\ )

1 Trizol &7 & , 44 MR 1d W 43 il £ HUZL IR 9 MCF-
7 MDA-MB-231 H1 Hs578t 4 Jifl ¥k L) A% 1F 8 A FL
B I Kz 4Rk HMEC 48R A4 5 RNA
1.5.2 RT-PCR ¥l HFE PTPRO 2N H Bt
B s1 Y, L 514 5'-CTCCACCCAAATCACT
CTTCGCAG-3", Tii#514) 5'-ACCATTGTTGAGAC
GGCTATGAACG-3' ,NZ [ B-actin H LA T4
YT e A PR ml A, LiiE51 4 5'-GAAC
CCCAAGGCCAACCGCGAGA-3'", FiiF51#) 5'-TGA
CCCCGTCACCGGAGTCCATC-3', #% 8 QuantiTect
reverse transcription kit( 5[ Qiagen 23 A ) #2E
BH#EAT RT-PCR, PCR KWK R 25 pl, BHE:1 pg
M RNA FUFE Y cDNA (5 pl) (1 x A bk
2 ul,2 mmol/L MgCl, 1.5 ul, I F 594
0.2 mmol/L(0.4 pl) ,Taq fif 1.5 U(0.5 wl) Flfs
W2 — 2.1 (DEPC) /K 15.2 ul, PCR ¥4 14
94 C HVARME 5 min, PYEI 94 CAEME 30 5,54.5 C
Bk 30 5,72 CHEH 45 s FEFR 35 P,
1.6 U PTG 20 M b ( MITT) 3 A6 100 2L, 1t 9 400
PR S8 AZ BE Y U

B 1x10"/ml 9 2L IR 95 240 M 42 70 F 96 FLAR,
24 h 543 31H0A 0.000 6.0.003 0.0.015 0.0.075 0.,
0.375 0.1. 875 0.9. 350 0 46. 750 0 234. 000 0 mmol/L
AL B TR s B o R RN 2 1 4, VR
w8 ML, 72 h J5,BALIIA MTT 150 wl, 4 h
JG LA 1000 t/min &> 5 min ( BELHLER R
6 cm) , 7 2 AL A, B AL FR I A O H R
100 pl, 10 min J& , 5 4 H 3hEEFRIL, T 570 nm
WA AL I 5 WG RE (D) B, T35 20 L 4 1 232, 23l
A A it S, B e L R A0 PR 1 kT 24
PO i BE (1C5, ) o AT 612 (% ) = (Xt
M D H-S250 4 D) /(W IRA D - 1A
D {H)x100% .,
1.7 Biit=eAba

LR ] SPSS 13. 0 84S it40 4, &
ORI xas Fom , PHAL AL LL R FECXT ¢ K
5 FERL I T 2 M AR R, Z A R B
PRI 7 22 50 A, Al 1) W A L Aok L LSD K 565
SR A A S AT ARG T AN [ e J3E 5 A2 Tt 5 410 o) %
KR, P<0.050 WERHSIT¥E X,

2 #R
2.1 FUIEA0MeE T PTPRO JB 30 T F 3R 24
MSP #3744 .7~ , FLAR & MCF-7 . MDA-MB-



FRAEZL IR 2 AR (L IR 2014 4F 10 H 58 8 % 55 5 ] Chin J Breast Dis( Electronic Edition) , October 2014, Vol. 8 ,No. 5 - 337 .

231 Zi fii ¥k PTPRO & K &8 4 H S Ak, 17 3L R Jea
Hs578t 4 i bk A1 IE 5 AN FLAR - B2 HMEC 48R 4
Mtk PTPRO A JTCH AL (E 1a)

FHEE 42 P b 31 MCF-7 . MDA-MB-231 4 jitd #k
J& , PTPRO J A H 3 Ak 4% i A Ak 34 T S 38 0 55
(Bl1b & 1),

180 b

ar A BAE B I HT s b SRS EAL PR B fS

M AT ; UL JE R Ak 4500 5 1 . bRid 45 ;2 . HMEC 48R
YR ;3 . MCF-7 40 fI4% ;4 . MDA-MB-231 ZAffikk ;5 Hs578t 40 fifd
BR;6:H, 07 I IR (R 240 BE B IE # A AR 1L DNA) 58 . FH
PEXF IR (28 B 3EAL Sssl B4 BEAY 41 A 1 DNA)
B 1 H RS PCR K41 ARk PTPRO L H S {b

T,

1 LA PERTE ANAEAR H AL AR X R LA (R£s)

44k MCF-7 4l MDA-MB-231 #i itk

E ALY LB 0. 861+0. 109 0.758+0. 114

FRBAL S 0. 0370. 019 0. 086+0. 010

tfH 23.326 16. 109

Pl 0. 000 0. 000
H4ln=8

2.2 FLAIRSEAHMIRE PTPRO mRNA % 5% /KF
AL DAC AbFR R FLIR T HsS78t 4 L #k Al IE
W N FL R B2 HMEC 48R 40 it # 7 PTPRO
mRNA 5 5 35, MCF-7 , MDA-MB-231 4 Jif #
PTPRO mRNA JL-F J& % ik; & DAC kb # )5,
Hs578t . HMEC 48R 4 fig #% ' PTPRO mRNA &ik
K5 DAC AR 22 5 IS i 2 S, T MCF-7
MDA-MB-231 4ii jg # o PTPRO mRNA 3 ik 7K F

W 5 T DAC AbBERT (182 % 2) .

2 3 4 5 6

250 b — PTPRO
DAC (=) = —
160 bp .
150 bp B -actin
1 2 3 4 5 6
280 b
DAG (4270 b3 PTPRO
“*7 160 bp — .
150 bp = 3 -actin

DAC(-) : EHIEALHT; DAC(+) : EHIEILG
1. ARIE4H ;2 . HMEC 48R i/ #% ;3 : MCF-7 4fi fi#%k ;4 . MDA-
MB-231 4ilffik ;5 : HsS78t ARk ;6 . H,0
B2 RT-PCR fil 5-Z% ZUBL A M IE ( DAC) AL 31400 f ik
HIJE PTPRO mRNA k7K A28k

2.3 FLE AR HOAR R S A2 B 0 iU
2.3.1 SRS LN A0 0 A A ) it £ ) 5

My MDA-MB-231 MCF-7 }2 Hs578t ZM A1) IC,,
3514 8.52 5. 87 4,52 mmol/L, Z£kPEA 43
MR B, 2042 B vl BB 57, FLXT MCF-7 \MDA-MB-
231 S Hs578t L 965 4M i ik i) 9 1 b 5 (r =
0.7299.0.735 8.0.737 1, P ¥1=0.000), /Al
W B AZWEXT HsS78t A0 i ik ( PTPRO &K JG H 3%
1k) ¥ MCF-7 Fl MDA-MB-231 4 Jffi #% ( PTPRO %t
PR AR ) il R (R 3)

2.3.2  FLARE A0 MR & W A0 AE HS X SR A2 I
EURIE R EEXT DAC £ 3L AL B Y
MCF-7 1 MDA-MB-231 I Ja 40 Ji Bk 6 41 41 o
5 DAC b B ETAH L, Z R B A S iF ¥ B X
(£45).

3 itig

80 % 50 5k PR 1) G i 7= 49 v 2K 11 IO T R UK
tphe) )0 I PTPs AR Ay Ji g 400 o) R 74 Ak
REGSEAE R, M YU IR T R B T A W b
AU AT DGR T R R I S L
KR MWEFE ¥ A £ UL, PTPRO J: R 1Ely PTPs K
W5 22— H 5 LR OC R EAR G,

F2 A4UMEPk PTPRO ZHEEALATE mRNA FAXTRIA 0 AR (%+s)
S PTPRO HI S&4k. 41 PTPRO JC H B AL 41
MCF-7 MDA-MB-231 Hs578t HMEC 48R
DAC(-) 0. 03320. 006 0. 052+0. 006 0. 186=0. 010 0.258=0. 019
DAC(+) 0. 166+0. 016 0. 587+0. 087 0. 1890. 007 0.255+0. 011
t18 28.338 17.257 1.397 0. 438
P{H 0. 000 0. 000 0.205 0.674

B2 n=8;DAC5-Z AR AUIENE ; DAC(-) « K HIRALHT; DAC(+) : ZH LSS
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F3 3 FhEL MR A MR AR AN (R B2 S AZ B E T B 20 B 1 28 Ll (% ,%*s)
ik 0.000 6 0.003 0 0.0150 0.0750 0.3750 1.8750 9.350 0 46.750 0 234.000 0
. mmol/L mmol/L mmol/L mmol/L mmol/L mmol/L mmol/L mmol/L mmol/L
MCF-7 2.00+0. 18"  9.26+0.10* 13.82+0.52* 25.76+0.61* 27.58+1.24* 41.14+0. 84" 52.39+0.40" 65.29+0.71* 78.99+0. 70"

MDA-MB-231 1.25+0.09" 6.63+0.20" 11.99:0. 89" 23.90+0. 70" 26. 24+0. 85" 38. 94+0. 80" 49. 45+0. 71" 61.67+0.86 76.32+0.73"

Hs578t 2.27+0.10° 10.23+0. 64° 15. 61+0.79¢ 26. 98+0. 56 30. 50+1. 06¢ 43. 60+0. 53¢ 54. 83+0. 65° 65. 63+0. 64 80. 97+0. 78¢
FA{a 129. 93 182. 40 46.26 49.26 33.60 80. 31 160. 05 69. 92 79.98
PE 0. 000 0. 000 0. 000 0. 000 0. 000 0. 000 0. 000 0. 000 0. 000

4 n=8;a; P<0.050, 5 Hs578t AUtk L4 ;b: P<0.050, 5 MCF-7 4ififikk L% ;¢ P<0.050, 5 MDA-MB-231 Z0Jfufk Hods

F4 FHEAHTE MCF-7 ZLRE 4 MMRAEAS R He B2 SEAZ BB T 09 20 B ) 28 Le % (% ,x%s)

0. 000 6 0.003 0 0.0150 0.0750 0.3750 1.8750 9.3500 46.750 0 234.000 0
21 i b 2

mmol/L mmol/L mmol/L mmol/L mmol/L mmol/L mmol/L mmol/L mmol/L
DAC(-) 1.91+0.12 9.07+0.66 13.64+0.65 25.89+0.82 28.21+0.78 41.34+0.98 52.17+1.76 64.44+1.13 79.13+0. 82
DAC(+) 2.57+0.15 10.64+0.65 15.81+0.68 28.09+0.83 30.39+0.83 45.47+1.01 55.84+1.46 69.81+0.93 82.31+0.90
t{H 14.195 8.328 7.042 6. 385 5.450 8.557 4.788 13.351 11. 887
PAE 0. 000 0. 000 0. 000 0. 000 0. 001 0. 000 0. 002 0. 000 0. 000

B4l n=8;DAC S FUB FUIIENE ; DAC( =) : ZHILALAT; DAC(+) : ZHEALIS
F5  EWHACHITS MDA-MB-231 JLHRIE AN PR LA R SAZ AR T AT AR LA (% ,as)

b T 0.000 6 0.003 0 0.0150 0.0750 0.3750 1.8750 9.350 0 46.750 0 234.000 0
mmol/L mmol/L mmol/L mmol/L mmol/L mmol/L mmol/L mmol/L mmol/L
DAC(-) 1.24+0.11 6.44£0.12 11.67+0.58 23.35+0.53 26.72+0.50 39.18+0.57 49.43+0.60 61.15+0.46 76.27+0.59
DAC(+) 2.08+0.12 8.29+0.09 14.15+0.39 26.14+0.54 28.74x0.54 43.103+0.55 52.87+0.63 66.04+0.69 78.05=1.19
tE 16. 324 30. 443 9.177 12. 694 9.528 11.912 10. 260 18. 109 3.754
P1H 0. 000 0. 000 0. 000 0. 000 0. 000 0. 000 0. 000 0. 000 0. 007

T34 n=8; DAC:5-Z AL AN NE ; DAC(-) : 2 HHALHT; DAC(+) . KR LR

ARSI 5 20 7 A AR Ao R R A R S
PCR A6 G 6 vk AR 1 FLAR SR 41 21, & 3 PTPRO i
RS 31 B ARy 559 127 it B H OF 5 SLIR
AP TE—B4A PTPRO LN G sh FH 3Lk, 5
Motiwala 251! & T filif PTPRO i P& B 25 Ak %) F
FEAESR A — S, 4k, A S50 2 A N FL IR 98
HAGEATIISE, &I PTPRO He K S Y 24k v]
T FL AR R B A, JU HJ2 HER-2 PH M 3 1 il
J5'7 5 Huang %" (OB 5T 245 AR L, A 5%
I FE L 8 A0 e A I LR L B A s — 25 5
WERTHH T4, & BFL I MCF-7 MDA-MB-231 48
il PTPRO 2 PR 43 HH 34k, i LR HsS78t 4H
O FE# AFLIRE [ 2 HMEC 48R 40 PTPRO
[RJGH 364k, #1271 PTPRO 3[R FE LAk 2 b RE B 1k
R RE WIS, A, A 5840 I LA g 4
Mubk 2 2242l hb B S PTPRO M CpG & 8 3+
SIE AT S R 3 el LN TR
U PN S AZ B AT FEAIC PTPRO 3[R F 6 AL R |

P AN 55 A2 s AT RE 4R =y PTPRO S A HH 3 fb 2L
s FE A IR T RCR B A A R BFG EE—2Dt
FRUESE . DA SCHRHRAE , PTPRO FE N 2% ik ]
B A AU P DAk ECL 200 L P s £8 3 X S s P YR T
HyRBUREE "), fH. Motiwala' " Fll Hogan %52 #f
AR PTPRO J& KA 55 A7 HRPTE AR DG, 1 B
XERBEF LM A M E &, X PTPRO
PRSI T A s e I T — S8 R T i 4
AR TR AL Y S IRIT . B, B
FEF NN PTPRO R A Ay g 7t s | L0012
W FI BT 93 B8R T ASOR RV AR o A W2 e A
Y, IR ATVE R AR T 0 A PN Sl B IA T 1 ek
‘I~$U9—221 .

s TR P RNA RAEMZ 68 3h
BRI DNA JP 31, JesE 4 B sl b o
mRNA 5K 5 A SURe R, I I
St HHE S B G 8 B 2k
A A S R T R, BELA 2 DR A 5 5 e ik P
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ASZE N ] RT-PCR & DAC &b BT )5 2L IR 9
0L kR PTPRO £ mRNA 2535/K iy 728 4k, | 45
KL DAC AbFRJE PTPRO mRNA 1A 7K A i 1
o T 2R R A — B, A R 4
Joges Jir M ot T RN e AR L 4 1 A, 3445
HHEAR 2 L1100 T LR 5 - s -2- i AR
XTI R AT 5 W IR SC 5, 2 8 PTPRO 2
TRk, R R R4 /N> HER CpG &R 3
FH AL JE PTPRO JH TG B FZHLH, 53 4h,
A 5% F ¥ PTPRO Kk R &% 4y N Jifi 95 40 bk
A-549 , &3 PTPRO 1 557 & 15 AT LA 1) 20 Jifa A=
Ko LU £ A JE 00 R i 440 B T S e X
SRR R PTPRO 356 X8 e T2 it 2 b & 4
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