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Bl IL-8XFAS494 R4 KB 5200
Fig.1 Effect of IL-8 on A549 cells viability
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A ®

D)

A XTI B: 25 pg/L IL-8 #; C: 50 pg/L IL-84; D: 100 pg/L IL-8 4.
A: control group; B: 25 pg/L IL-8 group; C: 50 ng/L IL-8 group; D: 100 pg/L IL-8 group.
B2 B XIRIRIE A IL-8 3t AS4940 BT 75 4K 1 B9 820 (200%)
Fig.2 Effect of IL-8 on cell migration was measured by wound-healing experiment (200%)

48+7.2, 108+16.2, 6094 /71 B) (IK13), L5 % H 41 A 23 IL-8MWEFRE&EEHEMMP-2. MMP-9EH
bt A R BETL-82H 4 i % i Transwell /)y 55 (1) 41 i E v 0EAD!
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HIER . R, JFIE L AR A0 AR 5T, ke 2t e 4 i P A

&) ®)_

S )

A XTI B: 25 pg/L IL-8 4M; C: 50 pg/L IL-841; D: 100 pg/L IL-8 4.
A: control group; B: 25 pg/L IL-8 group; C: 50 ng/L IL-8 group; D: 100 pg/L IL-8 group.
E3 &id Transwellik 3844 M IL-83F AS494M AT 7% B¢ 11 B9 52 ME(200%)

Fig.3 Effect of IL-8 on cell migration was measured by Transwell arrays (200%)
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*P<0.05, L0 IRALALE .
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ES5 IL-8x1INK/SAPKHER 1k & B RiERI RN
Fig.5 Effects of IL-8 on protein expressions of p-JNK/SAPK

(B)

el Sm———— |

MMP-9 protein levels
(fold over control)

- 25 50 100
1L-8 (ug/L)

A: protein expressions of MMP-2; B: protein expressions of MMP-9. *P<0.05 vs control group.
B4 ILSHEREEEEMMMP-2, MMP-9E (E 54
Fig.4 Effects of IL-8 on protein expressions of MMP-2, MMP-9
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*P<0.05 vs control group, “P<0.05 vs 50 ug/L IL-8 group.
&6 C-JNK/SAPKHIH|FI(SP600125)3MMP-2&EH
FIZHIRG
Fig.6 Effects of C-JNK/SAPK inhibitor SP600125 on
protein expressions of MMP-2
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E7 @i RRIR IS MMP-233 AS4940 AT % 4E 71 B9 520 (200%)
Fig.7 Effects of lower protein expressions of MMP-2 on cell migration was measured by wound-healing experiment (200x)
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Effect and Mechanism of IL-8 on the Cell Migration in Lung
Adenocarcinoma A549 Cells

Yang Tongning', Yu Chao?, Li Jiajia®, Zhu Bing', Tang Yungiao', Jiang Yuequan**
('Department of Thoracocardiac Surgery, the Second Affiliated Hospital, Chongqing University of Medical Sciences,
Chongqing 400010, China; *Institute of Life Science, Chongqing Medical University, Chongqing 400016, China,
*Department of Thoracocardiac Surgery, Chongqing Cancer Hospital & Institute, Chongqing 400030, China)

Abstract To investigate the effect and mechanism of IL-8 on the cell migration in lung adenocarcinoma
A549 cells, the appropriate concentration of I1L-8 treated with cells was chosen by MTT arrays. Wound-healing
experiment and Transwell arrays were used to prove that IL-8 can promote the migration of lung adenocarcinoma
A549 cells. The results of Western blot showed that: (1) IL-8 can promote the expression of MMP-2 protein, but no
significant effect on the expression of MMP-9. (2) IL-8 can promote the expression of p-JINK/SAPK. (3) Inhibitor
(SP600125) can block the impacts of IL-8 on the expression of MMP-2. Wound-healing experiment proved that
lower expression of MMP-2 can inhibit A549 cells migration. IL-8 can regulate the expression of MMP-2 protein
and further promote the migration of lung adenocarcinoma A549 cells through the INK/SAPK signaling pathway.

Key words IL-8; MMP-2; MMP-9; A549 cells; cell migration
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