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[ Abstract ] Background and objective Interleukin 23 (IL-23) is a pro-inflammatory cytokine that plays an impor-
tant role in inflammatory disease and tumor microenvironment. The IL-23 receptor is expressed in colon, lung, and oral carci-
nomas. We performed this study to investigate whether IL-23 promotes directly carcinoma cell migration and invasion as well
as further explore its mechanism. Methods The migration and invasion of human lung adenocarcinoma AS549 cells induced by
IL-23 were detected by a scratch test and Transwell experiment. MMP-9 expression of the mRNA and protein levels of A549
cells cultured with and without IL-23 was respectively detected by Real-time PCR and ELISA. The effect of IL-23 on A549
cells was further verified using anti-IL-23p19 neutralization antibody (Ab IL-23p19) to eliminate IL-23. Results IL-23 re-
markably promoted A549 cell migration and invasion. MMP-9 expression in A549 cells was upregulated by IL-23 stimulation.
In addition, the effect of IL-23 on the migration and invasion of A549, as well as the MMP-9 expression in A549 cells induced
by IL-23, was eliminated by Ab IL-23p19. Conclusion IL-23 promotes the migration and invasion of A549 cells by inducing

MMP-9 expression.
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Fig 1 Adenocarcinoma of human lung was
stained by hematoxylin and eosin. A: X100; B:
X400.
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Fig 2 IL-23 promoted the mobility of A549. A: A549 cells was treated with PBS or IL-23 (10 ng/mL) for 72 h (X100); B: The number of mobile A549

cells counted.
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B 3 IL-2318H0A549818 % F1. A5 RIFAPBS. IL-234%
ERREMmMERELE (X200) ;B BEMME, C:
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Fig 3 IL-23 promoted the invasion of A549. A: A549
cells was treated with PBS or IL-23 (10 ng/mL) and
invading A549 was stained by crystal violet (X200;
B: The number of invading cells; C: The absorbance

value of invading.
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Fig 4 Ab IL-23p19 blocked the effect of IL-23. A: A549
cells was treated with I1L-23+1gG, PBS and IL-23+Ab IL-
23p19 for 72 h (X100); B: The number of mobile A549

cells counted.
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Fig 5 Ab IL-23p19 blocked the effect of IL-23. A: A549 cells was treated with PBS, IL-23, IL-23+Ab IL-23p19 and IL-23+IgG and invading A549 was
stained by crystal violet (X200); B: The number of invading cells; C: The absorbance value of invading.
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Fig 6 1L-23 improved MMP-9 expression of A549 cells. A: Expression of MMP-9 mRNA was measured by Real-time PCR; B: MMP-9 in the supernatant
of A549 was detected by ELISA.
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Fig 7 Ab IL-23p19 blocked the effect of IL-23 on MMP-9 expression. A549 were treated with IL-23 alone or IL-23 and Ab IL-23p19. The mouse IgG was
used as a negative control to instead Ab IL-23p19. A: Expression of MMP-9 mRNA was measured by Real-time PCR; B: MMP-9 in the supernatant of

A549 was detected by ELISA.
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