FLARTE CC HBHEAF 5 RAS5ER
BIFREECHNMERERREN

kA L EEEL,BAE LK A2
(1LIEMTEE = N ER 28 JEH 241000;2. 20 K2 AR E R #1dE 59 430060)

W OE.HM] HEILREA S CC BT 5(CC chemokine ligand 5,CCLS) 5 I F7 8] i
Ak (epithelial-mesenchymal transition, EMT) 2 [0] 04 A1 56 M | 8 22 30 il FL R 9 12 T 4% 48 00 i
o [k ] B R gl 22 BoAR R 101 B3R P ZLAR S 41 2 rh CCLS 3k I 4 J& 25 11 -9
(matrix metalloproteinase 9, MMP-9) 5 % [f} & 1 E (E-Cadherin) . #5 % it 2 1 N (N-Cadherin)
B 2 11 (Vimentin ) (9 3235 |, W 9% 20 It 68 12 1 56 4% OC 8 4+ CCLS \MMP-9 35 5 EMT Z [ (1)
RBEME 43 B CCLS {2 EMT KA M Al g2, [454 ] CCL5 5 MMP-9 iy 3R ik M EMT 9k
H R0 R 34.7%(35/101) .55.4%(56/101) Al 41.6%(42/101) , FLIRIE CCLS ik 5tk 0 25 5%
FE A5 (P<0.05) , 55 HoAth lifa R A5 BLAFRAFE TC & (P>0.05) . Spearman 43 A7 3 7~ FL AR s 4 20 CCLS
15 MMP-9 %3k 5 iF M1 (1=0.276, P=0.005) . —7 Logistic 91U 43 H7 & 7% , H AT MMP-9 5 EMT
A A (OR=4.697,P=0.001) . [ ] FLAEH A CCLS Ry 8w #F EMT f &k 4 HAE
HizZEn eSS LiH MMP-9 1 ¢,

K L CCLS ; MMP-9 5 I 7 a] 5 % 4k

h & 453 S . R737.9 X kAR ED A X EHS :1004-0242(2016)04-0314-05
doi:10.11735/j.issn.1004-0242.2016.04.A014

Correlation of CC Chemokine Ligand 5 Expression with
Epithelial-mesenchymal Transition in breast cancer and

Its Significance

ZHU Yong-yun',LI Juan-juan®*,ZHAO Ying-chun',et al.

(1. Wuhu Second People’s Hospital, Wuhu 241000, China;2. Renmin Hospital of Wuhan Uni-
versity, Wuhan 430060, China)

Abstract: [ Purpose | To investigate the correlation between the expression of CCLS5 and epithelial-
mesenchymal transition (EMT) in breast cancer and to explore the new approach of invasion and
melastasis in breast cancer. [ Methods | The expressions of CCL5,MMP-9,E-Cadherin, N-Cadherin
and Vimentin protein were detected in the cancer cells of 101 cases with invasive breast cancer by
immunohistochemistry. The relationships between the expressions of CCLS,MMP-9,and epithelial-
mesenchymal transition(EMT) were analyzed ,possible way of CCL5 promotes EMT was analysised.
[Results | The expression rates of CCL5,MMP-9,and the rate of EMT were 34.7%(35/101),55.4%
(56/101),and 41.6% (42/101),respectively. The expression of CCL5 protein in breast cancer was
correlated with lymph node metastasis (P<0.05),but not with other clinicopathological features (P>
0.05). Spearman analysis showed that the expression of CCLS5 was correlated with the expression of
MMP-9 (r=0.276,P=0.005). Logistic regression analysis showed that only MMP-9 induced EMT
(OR=4.697,P=0.001). [Conclusion] The expression of CCLS5 is correlated with EMT in breast
cancer,maybe by up-regulation the expression of MMP-9.
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Figure 1 The expression of CCLS5,MMP-9 and markers of EMT by immunohistochemical staining (SPx200)
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