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NS2 activates TLR7 during infection of
A549 and inhibits the expression of IFN

Wang Minmin Sun Tao Yuan Xiaoling et al
( Dept of Microbiology Anhui Medical University Hefer 230032)

Abstract Objective To investigate the role of nonstructural protein NS2 in respiratory syncytial virus ( RSV) in—
fected human type Il alveolar epithelial cells ( A549) activated TLR7 during the signal transduction. Methods
This study divided into normal control group RSV infection group RSV NS2 small interfering RNA silencing ( NS2
siRNA) group and TLR7 agonists ( resiquimod R848) group. A549 cells in each group were infected with differ—
ent time points and culture supernatant were collected. The expression of TRIF TRAF6 and p-dkappaB-alpha pro-
tein in each group was detected by Western blot at different time points. Type I interferon( IFN) -« IFN-3 in cell
culture supernatant of each group detected by enzyme-inked immunosorbent method ( ELISA) . Results In the
normal control group the expression of TRIF TRAF6 and pdkB-o was low with the infection time increased the
expression of them increased. In NS2 siRNA group the expression of the three proteins increased compared with
the normal control group but decreased compared with RSV infection group. In RSV infection group and NS2 siR-
NA group the IFN-o IFN- level increased compared with normal control group and was time-dependent the
difference was statistically significant( P <0.01) ; In TLR7 agonists group the IFN-a IFN— level increased grad—
ually with the infection time increased compared with RSV infection group the difference was statistically signifi—
cant( P <0.05) . Conclusion NS2 activates TLR7 in the process of A549 infection and inhibits the expression of
IFN-« and IFN-.
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IL47 regulates IL-6/IL-6R/JAK1/STAT3 signaling pathway

in invasion and metastasis of laryngeal carcinoma
Ji Jiabiao Song Yang Ying Ming et al
( Dept of Otorhinolaryngology The Second Affiliated Hospital of Anhui Medical University Hefei 230601)

Abstract Objective To investigate the effect of interleukin ( IL) 47 on the invasion and metastasis of Hep2 cells
through 1L-6/IL-6R/JAK1/STAT3 signaling pathway. Methods The concentration of IL47 stimulated agent was
0 1 50 and 100 ng/ml in 0 1 50 100 ng/ml concentration group. The expression of IL-6 I1L-6R JAKI p-
JAK1 STAT3 and p-STAT3 in Hep-2 cells were detected by Western blot. We observed the migration and invasion
of laryngeal carcinoma cells stimulated by interleukin17. Results The expression of IL-6 IL-6R p-JAKI and p-
STAT3 in 1 50 100 ng/ml concentration group was significantly higher than that in the 0 ng/ml concentration
group ( P <0.01) . The expression of IL-6R p-JAKI and p-STAT3 in 50 100 ng/ml concentration group was sig—
nificantly higher than that in the 1 ng/ml concentration group ( P <0.01) . The expression of IL-6 [L-6R pJAKI
and p-STAT3 in 100 ng/ml concentration group was significantly higher than that in the 50 ng/ml concentration
group ( P <0.01) . There was no significant change in the expression of JAK1 and STAT3 between the groups. In
the invasion and migration experiments [L-7 can promote the invasion and migration of Hep2 cells. Conclusion

IL47 may promote the invasion and metastasis of Hep2 cells through IL-6/IL-6R/JAK1/STAT3 signaling path—
way.
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