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i E A0 PRL-3 AR 7 BB P RE, BT 5 W51 E K &£ KB X R, Western blot,RT-PCR 4l 52 4] # 7| IR & 4
BREMREFHEAR, 12 A MUENRCERMAREKRT PN EREATFEERFEFRRNRE R, HR 52 G105 IR
BF PRL3 EFR X BRAMNEF M AALT, ZRALITFEN(p <0.05), 2 fIHELEHM PRL3 XL BHEH TR
RBe B AR EEREFHAEAL(p <0.01), PRL3 XHWREAFHHMAEL>CEE KELEHEBHX(p <0.05),
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XHiA PRL-3 XFE  w7lE %
rhREE RS RT37.25; kbR ERS B

B9 B8 e — PR 5 B 22 L B Mk RS % R BT
TR A bR AR R e A AR B R R
BRI EER K, SR B Ao & R4
FHUH MR EEREAREREE3 2—MHEA
4T HA 23 KD 195 H BEERES, JB T PRL K%,
EFE W RA =B R PRL-1,PRL2, & PRL3",
Her PRL-3 2— i i 2% TR i LA 102 3 240 A
TERARIENE H B AR . Fik, APF%
o7 i 33 %% 5% B8 4 W 4% ) BL (RT-PCR ) , WESTERN
BLOT Kl PRL-3 ZE /i 51 B 988 R 5 F% kit v 1 635 1
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HRIERA L (PCa) B S 1 AR 2 4, 12 Bl Rk L 45
KA E S, 2 E R FARIGIT IR 2%, in
ABESE L BN AGRAT 30 s, - T0CHRTF, 52 BT
B s FB AR AF U (38—92) & (- I4E R 52.36 37) ,
RAERE 30 4, 5B E 6 6, B 28 4,
WALRE AR XL )G, RIE WHO 53 F 455
Gleason PF4r RGLR] 4324 , 18 1 AR AL HT S Bde o
1.2 FEZEi{H

Trizol ¢ PCR & i iR 7| & Wy H Takara 2\ A,
RNA #5385 & & Fermentas /A 7] , DEPC . FE H E
B &R P2 &N AR, 3 HE  Tris 7% GAPDH
IR LR ERFF . PRL-3 514 H I HERA
YRR AR R A B, E P PRL-3 £ 58 PRI
H Sigma A A, b F R EDUA DB EIEH A A
P o
1.3 FHi%k
1.3.1 RT-PCR

K Trizol & RNA $2IUR, B bR A B L 50
mg B RZ BULI 45, BERCH UK IT 540 00
JEREAXIN S RNA ¥RBE, BU2 pg & RNA SRR , %
FRR & 10 A kAT R 5% 5% 3K45 ¢DNA, LA ¢DNA 7=
YR, PRL-3 B R FI/E R NS BINE K E R
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GAPDH L "Filf5| #1732 M SCk it , PRL-3 L
3145514 5' CTCAGCACCTTCATTGAGGACCTG3',
TS5 455K 5’ AGGTAGGTGAGCTGCTTGCTGT-

TG3', 7= #) /% 359 bp; GAPDH | ¥4 % 5°

GAGCGAGATCCCTCCAAAAT3 R84k SACTGT-
GGTCATGAGTCCTTC 3, F=4#j i 4 233 bp, PRL-3
&S50 95°C 30 5,56 C 1 min,72°C 1 min,
PRL-3 & 35 % & 30 ¥k, GAPDH & 35 %k 28 K.
PCR Z53 5 4B 10 WL W =Y 7E 1% SrBEEBEIL
L TR, FIEERBUR S B RGN A AR I B
175370
1.3.2 Western blot

B 46 RT3 B 5 S5 3 AR H AR AR [ (1 -
2) gl ImA S R ERMEMBRMESIRK ,4CHE
24 h,4°C 12 000 r/min B5.0> 40 min, 32 35 B4 &4
BH AR e N &3 317 BCA B#kfT
REHER, MEEAWE, ITH LHEE, BIK
(15% SDS-PAGE % fit ) G RE W F LYo, 20 g/
BSA £, i A PRL-3(1:500) £ 5wfE—4i 4°C
SR ZHEREE 2 ho ECL 260, X th 2
¥, AR BRI R
1.3.3 %itF o

JEFH SPSS 13.0 Guit2¢ 34, 43 BIR F X K o
KEHATSEH#0HT,p <0.05(BEER) ENASR
AR ,p >0.05( TR EER) B AL ITEE L.
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2.1 PRL-3 ZERISIRBESHENEEHARKE
#HhrRiE

(1) i@#ad2¥ & RT-PCR &l 52 i 6 51 iR 9
BB DA KA VL B i 55 16 A= 40 41 7R PRL-3 mRNA By
Fik , RBIERE S A 4H 4k PRL-3 JLEARZEA,
TERHA P RIR B . 12 5 e & Rl Bk B
% PRL-3 mRNA k8% 2.1 £0.41, & T 7 i
IEFHEAEHLMAMEREY, ERAERIT¥EX(p
<0.05),

M PCa N L+ T N

M—0r TR AR I8 (BT A MR A IE % A 41474 GAPDH %ik),
PCA—RZ AR, N—RE S5 A AU L, T—X B S B8, Lo+ —HES
G5B, L - XN
1 RT-PCR MRS IRAE S A1 SR FE RS
145+ PRLS 115
(2) SEXT 46 FIFTH AR -5 988 55 3 A ZH U
Western blot £l 5 5 27 : PRL-3 7E i 51| i J# b &
AT TRESHE AL (p =0.044) , 73T 525 23 kD,
HARRSHRAR TIHBH(p=0.040, 0K 1),
I 7 A e A 7 A
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2 Western-blot {7/~ PRL-3 ZEBHZERIFIIE S P
AP FR B DL R i 5538 A A 2 ) Rk 1

2.2 PRL3 MREEBERAREERHX R
i@ % PRL-3 J& R 7E RIS SRR TP B RIB AT S

AT, 25 5 % : PRL-3 55050 B0 i 40 AL 78 B

(p<0.05) WKEEFE (p <0.01) B IEAMRX, 5 &
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H AR SRS IMTE PSA TR R R (£ D),
PRIRI 1) B e R/ N R T R BE 4 LB IE AN LR
BORXT PRL-3 72 HJ5 T B R IR MGE 70 HT

#®1 52 GIRTSIRRE BE PRL-3 Rk 5IGK

REFXRNKRE)
I RBERE e PRL-3 PH
LT Bk % Pl
iR
<50 31 27(87.1%)
>50 21 15(71.4%)  p>0.05
SRR
51k 19 17(89.5% )
thar it 28 22(78.6% )
otk 5 2 (40.0%)  p<0.05
ES 1l
A 17 11(64.7% )
X 35 24(68.6%)  p>0.05
WEHH
+ 28 23(82.1%)
- 24 9 (37.5%)  p<0.01
If3% PSA
<20ng/ml 12 7 (58.3%)
>20ng/ml 40 14(35.0%)  p>0.05
3 e

FERRSR 15 E ZKRiTH IR Y & A EE R ALK T i
88 A5 55 P P B R 2 W, T S 4 A SR B 3 A
ARG K14 B 4 42 1 LA R AR 35 07 s kg, A5
W R REREC 2 2B LA e ES. w1l
B B ELA R B 2R, Mk LS 30912 i A 39 BT 1 I
BORAN B AEHS S, — B2 MRS i, B2
PEAZIBIRHI B R R B, 0F 2 KA B H LA
HE SR RS, UHE KR E R AR
B B, 25U I R AR, L DR AR B 22 8% B AR
Fgmik kT FARIGIT R, HICHEE 2T
R, ZE NG YT 3 A B B8 R RE R T T I
BT R A

PRL K% 4% T PRL-1.PRL-2.PRL-3 =41
BOEPHE R B /Ny F PTP B H R G RBA
76% —87% Wyl A", Wi PRL-2 B9k 38 i 55 78
FLIERTF BRI TE N 0 5 Fh o o R B 32 3%, 5
ROEAE TR AR L, PRL-3 th B B IE S 7E B
RSB  E R B MR
RERBTT, ABFFLEEF U, PRL-3 mRNA
B ATERTII AR 4L S b 8 ik, O HLZERT 91 A8
th e B S TR S A 2 4, B RS PH MR L 5
FK T T Uk £ 5 R BT JE (0 988 , 42 7% T PRL-3
He PR N HIF B0 T R M o B R
YERl. T H#T PRL-3 76 AR5 AR o B0 1515 00
ST B BFFE M R LB, A S 4% W], PRL-3 ik
4 55 5 TS H R P AR R R O, 3 T
BIFIRRIB A AT R BRI ST A RS
B, AR R T PRL-3 TTRE AR A B 51 B VA YT B4 35
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2 £ X #

1 Kozlov G,Cheng J,Ziomek E,et al. Structural insights into molec-
ular function of the metastasis-associated phosphatase PRL-3. Jour-
nal of Biological Chemistry,2004 ;279 :11882—11889

2 Jemal A,Siegel R, Ward E,et al. Cancer statistics,2008. CA: a
cancer journal for clinicians,2008 ;58 :71—96

3 Zeng Q,Dong J] M, Guo k,et al. PRL-3 and PRL-1 promote cell
migration, invasion and metastasis. Canner Res, 2003; 63:
2716—2722

4 Kato H, Semba S, Miskad U A, et al. High expression of PRL-
3promotes cancer cell motility and liver and lung metastases. Clin
Cancer Res,2004;10(21) :7318—7328

5 Saha S,Bardelli A, Buckhaults P,et al. A phosphatase associated
with metastasis of colorectal cancer. In,2001 ;294 .1343—1346

6 Radke I,Gotte M,Kersting C,et al. Expression and prognostic im-
pact of the protein tyrosine phosphatases PRL-1,PRL-2,and PRL-3
in breast cancer. British journal of cancer,2006;95(3) :347—354

7 Peng L,Ning J,Meng L,et al. The association of the expression
level of protein tyrosine phosphatase PRL-3 protein with liver me-
tastasis and prognosis of patients with colorectal cancer. Journal of
Cancer Research and Clinical Oncology,2004;130(9) :521—526

8 Li Z,Zhan W,Wang Z,et al. Inhibition of PRL-3 gene expression

in gastric cancer cell line SGC7901 via microRNA suppressed re-



13 X 5 ,% PRL-3 ZER7ERTSI IR A S B R K o 203

duces peritoneal metastasis. Biochemical and Biophysical Research interactions in prostate cancer identifies PTPCAAX2 as a potential
Communications , 2006 ;348 (1) :229—237 oncogene. Cancer letters,2002;175 (1) :63—69
9 Wang Q,Holmes D,Powell S,et al. Analysis of stromal-epithelial

Expression and Analysis of PRL-3 in Prostatic Carcinoma Tissues
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[ Abstract] To detect the expression of PRL-3 relationship with tumor occurrence and metastasis in prostatic
carcinoma tissues. RT-PCR and Western blot were used to detect the expression of PRL-3 in prostatic carcino-
ma tissues and paired paratumor normal tissues from 52 PCA patients, metastatic lymph nodes from 12 cases
with metastasis. It is resulted that PRL-3 level was increased in primary PCA tissues as compared with paired
paratumor normal tissues (P < 0.05).However,the PRL-3 levels of metastatic lymph nodes in 12 cases were
significantly high compared with the matched primary lesions, negative-lymph nodes and normal tissues (P <
0.01). There was significant relation of the expression of PRL-3 with the clinicopathological features including
degree of differentiation and metastatic (P < 0.05),but no relation with age,family medical history,PSA was
found (P > 0.05) .It is conclused that PRL-3 gene plays an important role in metastasis and carcinogenesis
of PCA ,strongly suggesting that the leve of PRL-3 can be used to indicate the potential of metastasis
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