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Expression of PTEN,MMP-9 and P27kip1 in breast cancer and

their clinical significance
YANG Xiao—qiong,et ol
(Department of Oncology,the First Affiliated Hospital,Chongging Medical University)
[Abstract] Objective:To study the expression of PTEN,MMP-9 and P27kipl in breast cancer and their relationship,to
investigate the relationship between their expression and the clinical stage.the metastasis of axillary lymph node and prognosis.
Methods:50 cases of breast cancer with complete clinical and pathological material are selected and test the expression of
PTEN,MMP-9,P27kipl by the SP immunohisto—chemical method. Results:The high expression rate of PTEN,MMP-9,P27kipl
areS4 %,74%,62% respectively. Conclusion:The expression of PTEN,MMP-9,P27kipl in breast cance correlates with the
clinical stage and the metastasis of axillary lymph node and can be used as the marker of patient’s prognosis.
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BEXA

PTEN .MMP-9 .P27kipl 7EFLARE TF & £k R
43BN 54%(27/50).74%(37/50) .62%(31/50) ,PTEN
P27kipl FRikKFFHL 5% K533 Sk 2
G S MM (P<0.05), 5 ER K FEIEME
(P<0.05), 5 EFER 42 5% & PR LI B 48
5% o MMP-9 ik /K- 5 R A Btk L 4555 8 52 1F
X (P<0.05), SEBEFR L4258 BEZER
SEALESRITHBHEX(E ),
22 PTEN 5 MMP-9.P27kipl & & & ik thAa X &
AREME AL R CLEHBHLE

H. A3 % P PTEN 5 MMP-9 & H £k & A
3% ,PTEN H#ik# MMP-9 £ 2{k%15 , PTEN {3
i5#E MMP-9 ZEERIL MEHLHREEZREA
it X (P<0.05, 1L 2), PTEN(H)/MMP-9(L.)
4111, RO R4 588 5 36.4%(4/11); PTEN
(L)YMMP-9(H)# 21 ], A B L 4555 788 5 85.7%
(18/21), B thim) Rk SR B SR B R Z A X
(P=0.007 3, % 3). LA PTEN 5 P27kipl ZEH
FKIESEIEAR PTEN B3Rk #H P27kipl ZEEHER
ik, FIE RIFHRER R 2R RT3 L (P<0.01,
W3 2), PTEN(H)/P27kipl (H)4H 22 5 , 45 Bk E2

2 50 BIFLARE PTEN 5 MMP-9.P27kipl RiERIFE X

215 ﬁPFEN faia x? P
)] fik

MMP-9
= 16 21 5.07 <0.05
ik 11 2

P27kipl
= 22 9 9.455 <0.01
i 5 14

F3 50 GIFLERME PTEN 5 MMP-9.P27kipl

HEREEHKEEHBZ BHXH

205 n KBS P
PTEN(H)MMP-9(L) 11 4(36.4%) 0.007 3
PTEN(L)MMP-9(H) 21 18(85.7%)
PTEN(H)/P27kipl(H) 22 10 (45.5%) 0.0017
PTEN(L)/P27kip1(L) 14 12(85.7%)

ZEEEREE  45.5%(10/22); PTEN(L)/ P27kipl (L)
14 B, AR EEHEBE L 85.7%(12/14), &
MREREESRKEEEBRZEENMER(P=
0.001 7, 5% 3)
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JLAEARTER : (1)@t ff PIP3 £ BBk
PIP3/Akt & 12 1875 i M G 5 78 5 R T4 5 (2) 38
X FAK (9 LB A0 10 1 4 MU % 78 4= 5 (3)38
T MAPK 40f(5E 5 % SRR WE MBI E K
ik, ERSMIFFTE , PTEN R R LIEH
BT Mg MR E RSP 4 , AL R BN 46%
(23/50) By R Z FEAE PTEN 3 A Fikmo Bk sl 55,
5 Depowski SFUIHE (45 R 48%(73/151) FA—FL,
BETA A SBELREA L+ PTEN H i RIEH K
W55 6 SR R A R AT B — B AL PTEN ok
MRS, — RAFFEHAMRA , 40 PTEN 2K )5 3
FIX fac BE B 224k, PTEN & 38 BUB/D , 44 i
&, — SR aTre K BME B R A Y 9 FLAR B
PTEN RiESERP BIEE .. ALEH E/R PTEN
RiIX SRR ZHKTRIEAE, SRR 24
B ) 2L AR R 2 I BUS 38 22 AT BB 5 PTEN Rikigk
KA K PTENAE | | I HAZLAREE P I RIEZR(77.4%)
A& T .IVHI(15.8%),P<0.01, 3 A AE MR
HERPERIMEER . PTEN 7E LB EHBESE
KH(75%)E TH KB ZFBE (44.1%),P<0.05,
1B PTEN KikE & W MR RERK, AHA
HRMMEER, 5 PTEN BEAH, BREWER
28
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88 5k TP FBE R e 9 4 21 B 301 9 4 B 47h 3£ BT (Extracel -
lular matrix, ECM ), ECM 7E4EHF1E # 4 414548 5T
BELL BBt Kbt B R EEEN, K
A SRV S R A R R B E R B UM
XK. MMPs BEfEUF I AR AR, X R AMIE I &4
& JRE R ALE A R AR T A RIS . MMP-9
F MMPs ZBRM— 51, IFFR IV R JR R el A A B,
SO TR IR B, FT RV .V X XT R
R, R EE IR MR IV R, 76 98 40 iy 25 Bk
RREREMREEBPEEEEN. XL EN
FLAR T B MMP-9 R R A ER K 74%, 5 M E e IR
TNM 738 BB ARSBIEA X (P ¥ <0.05),
MMP-9 &R A H IR, H B A B RS
ELEE R R KU MMP-9 1] Al 76 L AR &8 ROk B 45
R RPEREEEM. APETPE B PTEN fIMMPs
1% & % (Integrin, /& ECM & M A 324K, £ 18
MRE MR A MRERES KFE OAE%
HEPEEEEMNSNESEREBD 25K
R EEVEH  Integrin 18 14 5 R & LA B & BRI
W15 515 S8 MMPs 36 ¥, 1 F frb 555 40 o 42 28
Pk 5 T PTEN /)72 FIBERRBETE M0 H] FAK BBEER
FH it Ras/Mek/Er /2 & , AT 5 e 41 i 1 ECM )
HEAER, B integrin /5 H 40 ME 1 78 AR 4EKG
FHEIERL. i, PTEN W] BE238 5 integrin 8] 3214
% MMPs HJ3R35 . A 5L 48 /- FLARSE PTEN 5 MMP-9
EARIEB M K(P<0.05), PTEN(LYMMP-9(H)
20 %¢ PTEN (H)/MMP-9 (L) 4 ! B D45 ¥ 88 3%
T 45(85.7%,36.4% ,P=0.007 3), ERBEA KN
IR IA TR A B T RN LR R A SR E SR E
ERERLIEBE , e AR A FLARE B 3 TS SR UK
HAREEMZE L.

P27kipl XAREEHIHIE A 1,72 1994 £ Polyak
SO BN A — PR R IR L DR, R A4 G TR A A
BRGFI  REEE B 5 . B CyclinE/CDK &
SR, BAA I H AR R AR RS (CDK),
ARSI 4N G, B S HAFE AL ThEE, a0 e R
G, My amiEsEF MBI AR A Z 5%, De
Paola U@ i ST ZLAR IE ¥ 4140 . B M P B RIS
A5 KOEME BRI B iR HAZE 41k P27kipl FIKAEA
RIS, BB P27kipl KB H KK P27kipl
LN BEKBHEN T MS AR EASHATEA
CDK S+ Hil 4pE R R R A TR SmER &
AR A P27kipl T F A, 40 Huvt 58 35 o

LA AR 25 . ALY R P27kipl
RIXH HL G BB, R 5B R, ke
SRR L, RARBEASRINIEE AR
BB, BUR 84 . AFRE R, PTEN i ik
AT BE 1E LA 95 40 AR 0 e B O T A M A T OF
BE—E5 & BB AE R PTEN 1 %38 S M K
B4 ) B B F P27kipl kKR 40 A & D1
KRB 5K Ak BRI SR M E PTEN 5
P27kipl HERZEHEAGMHEN., ALBRLERER,
PTEN 5 P27kipl 25 I 7E 3LAR 98 h M R 1K 2 IE A8
X%,PTEN &Kk #H P27kipl h KEEHRE, BH
HHRIR A SR LA R 2 H A K (P<0.05) , 7R
PTEN W] 3@ i {2 # P27kipl K3 ik X H IhRETE
Pk, I R A AR K, B A FLAR R R R B
A —BHIREMIER . UK AR I B 5 7E FLAR R
HIRIE, A BT HIW e R i R E TR .
% b BT ,PTEN MMP-9 . P27kip1 7 3L i 58 o
A2 35 5 IR FO G PR 3 A 12 0 B RO 2 45
HRAX KRl = EILRE PR, T E
FELBRE AL KR RFINBUS S H 1845
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