E AR I E ¥ 4% 2018 42 7 A % 39 %% 13 # Int ] Lab Med.July 2018, Vol. 39,No. 13 o 1547 -

wE - AR

BN E 22 55 5EMAM AGS 4ih VEGF-A H#HL I #FF 5

¥ &3k Apog s
(ERATEHREARERALRA, K 400054)

 Z.BH KiTe@mri %22 (L-22)FFBEmie AGS 2t g AR A X B F AC(VEGF-A) # &
FhAH . FiE OIL-22 A A E ARG TR A AGS i, RFA LA RR GE 5 EB% A AEA 1 h s E
R TL-22 347 R BE IR R R MK B A m 3% Bk F VEGF-A 9 K-+, R AGS % 1L-22
R G VEGF-A #4453k R 5 %, £ F A %3t 3 &L (P<0.05), AL BLA # 3 A= 0F M AR MM s Im ANAZ 545 F 4
FHERTF 3(STAT) I H A A E E.1L-22 5 F AGS 4wkt VEGF-A KPR X TH,£2F A%+ %
F L (P<C0.05), 124 B F-«kB(NF-«B).c-Jun & & K% 88 (INK) £ 2L RENmASME 58 F sds 1/2
(MEK1/2) A= p38 £ 4L R ¥k 7% & & ¥ 8 (p38/MAPK) 47 %) # A A 49 VEGF-A K+l £ F L% it F & L
(P>>0.05), &g 11-22 T# %2 STAT3IZ5@B%KFF AGS tmp it VEGF-A, A A B T HEMRE,

KB . ameN*22; hEFTAXEKRKBETA; BISEFHZIBEEATI

DOI:10. 3969/j. issn. 1673-4130. 2018. 13. 004 REESEERT35.2

NEHE:1673-4130(2018)13-1547-04 XEkARIRAS A

The mechanism of interleukin-22 induced the secretion of vascular endothelial
growth factor A in gastric cancer cell line AGS
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Abstract: Objective To investigate the mechanism of interleukin-22(IL-22) induced the secretion of vas-
cular endothelial growth factor ACVEGF-A) in gastric cancer cell line AGS. Methods
AGS were cultured in vitro,and recombination cytokine I11.-22 were added, or signal pathway inhibitor were
pre-incubated with AGS for 1 hour and then 11.-22 were added, the level of VEGF-A were detected by enzyme-

linked immunosorbent assay. Results

Gastric cancer cell line

Compared with the unstimulated group,the secretion of VEGF-A in IL-
22-stimulated group was significantly increased, the difference was statistically significant (P<C0. 05), which
was in a dose and time dependent manner. In addition,I.-22-stimulated the secretion of VEGF-A by AGS was
significantly decreased while pre-incubated by the signal transducers and activators of transcription 3(STAT3)
inhibitor, the difference was statistically significant (P<C0. 05), but such effect was not observed while AGS
were pre-incubated with the nuclear factor kappa B inhibitor, c-Jun N-terminal kinase inhibitor, mitogen-acti-
vated protein kinase kinase 1/2 inhibitor and p38 mitogen-activated protein kinase inhibitor,there was no sta-
tistical significance(P>>0. 05). Conclusion I1.-22 could induce the secretion of VEGF-A in gastric cancer cell
line AGS via STAT3 signal pathway, which may contribute to tumor progression.
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