Z= # B 25 Anhui Medical and Pharmaceutical Journal 2017 Jan,21(1) - 113 -

CCL21 X} 9 SGC-7901 diid ke Az 15 1l ¥4 A 1t 55 i

SRR R, e R
(1. 2 fe7F 6 — AR ERECAFA, 28 A e 230061 ;2. A e g # B .o LT, 28 Ae  230051)

WE:BK B9 CCL21 fEE S 51T B SCC-1901 Atk E P Mk, ik BURRFIMEEE (0.50,100.150 pg - L71)
i) CCL21 AEHT S 6 SGC-7901 4ii , IR ERAG I i A I 1R 28 0E T o B8 T WLESZ A B A 1284k . Western blot 43 il 46 1 E-
cadherin N-cadherin  Vimentin MMP-9 [ H#EE. &R 150 pg - L ¥REFY CCL21 /ER] B %5 SGC-7901 45 , e H = e Br
RZERE Ik, (W] 75 P SGC-7901 il i ity MO A2 i 8 A KRR, 78 43 7T PR 2 B, E-cadherin 5 1335 F & (P <0.05) ,N-
cadherin , Vimentin MMP-9 2 1 3R3A T+ (P <0.05) . &5 CCI21 A fg 2 5ifi 5 B SGC-7901 diiffi & 4k b Il Bfet..
KEEIA : b R ) B A etk A 7 15

doi: 10.3969/j. issn. 1009 - 6469.2017.01.030

Effects of CCL21 on inducing epithelial-mesenchymal

transition in gastric cancer cells SGC-7901

SHI Guannan', YUAN Yuan® ,PENG Qiong' ,DAI Fu'
(1. Department of Gastroenterology ,The First Peoples Hospital of Hefei , Hefei ,Anhui 230061 , China ;
2. The Ceniral Laboratory in Binhu Hospital , Hefei ,Anhui 230051 , China )

Abstract: Objective To investigate whether CCL21 can induce epithelial-mesenchymal transition in gastric cancer cells SGC-7901.

Methods SGC-7901 cells were induced by CCL21 in different concentration (0,50,100,150 pg - L™") and then the ability of inva-

sion and metastasis was detected by scratch testing. Morphological changes in forms were observed. The protein expressions of E-cadher-

in, N-cadherin, Vimentin, MMP-9 were detected by Western blot. Results ~ After being induced by CCL21 in 150 pg - L™",SGC-7901

cells achieved faster ability of invasion and metastasis. SGC-7901 cells formed into a long spindle and pseudopod could be seen. The ex-

pressions of N-cadherin, Vimentin,and MMP-9 rose( P <0.05) while that of E-cadherin obviously descended( P <0.05). Conclusions
CCIL21 may induce epithelial-mesenchymal transition in gastric cancer cell and promote the invasion and metastasis.
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