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[ ZE] 89 5FRA IL29 M EHPIREER R recombinant Newcastle disease virus IL-29,tNDV 1L-29 )X filli i 985 AS549 ZH
Hasase TR AN TR . 2 ok 2 S2E 40 eNDV IL-29 41( eNDV 1L-29 J&Z% A549 ZHfi ) .NDV 41( NDV &Yt A549 4
JL )FRXT BEZH( PBS ). Fil Western blotting RT-PCR ABE2 G 1L-29 25 11 M H mRNA B335 MTT 32 B2 B S5 30 M Rl
SEERRTI eNDV IL-29 X A549 2 MudG 58 iEA% RE J7 052 s T U4 AR S Western blotting £l rNDV 1L-29 XF A549 414 111
W, %R 5 NDV AR IR4IRT L, eNDV 1129 LA (1) TL-29 25 K H: mRNA F57K - 83 Th i 5 ( 2 ) 290 i 14 58 410 o
R Tl (56.48 £11.89 )% vs (42.18 +6.18 )% , P <0.05 ], 40T R B B FFEL(5.00 £4.00)% wvs ( 32.43 3.
71)% (84.57 £3.96 )% , ¥ P <0.05 15( 3 )Caspase3 Fik/K-F-W i FIH (29.67 £1.53 )% vs (18.33 £3.06 )% .(7.00 +6.
08 )% , ¥ P <0.05 ],Bel-2/bax FEE/K W] FHHL (12.00 £2.65 )% vs (42.33 +5.86 )% (67.00 £6.25 )% , ¥J P <0.05 ],
AT %, £E He o eNDV IL-29 fIHIIATRAE AS49 ANMIIAE T2, F HLAR HEHAR T, 3878 !NDV 1L-29 7] fE R —FhAR A V5
WALLERIEGL Y/

[ &R ] SEAUHWEERT ; A 329 I M1

[ FESES ] R392.12 [ STERARIRAD ] A [ XE|HS 1 1007-385X( 2017 )05-0510-06

Effect of rNDV IL-29 on malignant biological behavior of lung adenocarcinoma
A549 cells
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Respiratory Medicine, b. Department of General Surgery; Affiliated People’ s Hospital, Jiangsu University, Zhenjiang
212002, Jiangsu,China. 2. Medicine College, Jiangsu University, Zhenjiang 212013, Jiangsu, China )

[ Abstract ] Objective: To investigate the effects of recombinant Newcastle disease virus ( INDV ) expressing 1L-29
( tNDV 1IL-29 )on the proliferation, migration and apoptosis of lung adenocarcinoma A549 cells. Methods: A549 cells
were treated with tINDV IL-29, NDV and PBS respectively, namely rNDV IL-29 group, NDV group and control group.
The protein and gene expression of IL-29 in A549 cells were examined by RT-PCR, immunofluorescence and Western blot-
ting; MTT assay, colony formation assay and scratch assay were used to evaluate the effect of rNDV IL-29 on proliferation
and migration ability of A549 cells; Flow cytometry and Western blotting were used to examine the effect of INDV IL-29 on
apoptosis of A549 cells. Results: Compared with NDV group and control group, (1) IL-29 protein and gene expressions
were dramatically increased in tNDV IL-29 group. ( 2 ) the rate of cell proliferation in tNDV IL-29 group was significantly
inhibited ([ 56.48 +11.89 |% wvs [ 42.18 +6.18 1% , P <0.05 ), and migration ability of A549 cells in rfNDV IL-29
group was statistically decreased ( [5.00+4.00 1% vs[32.43 +3.71 1% , [ 84.57 +3.96 |% , all P<0.05). (3) the
expression of caspase3 in INDV IL-29 group was significantly up-regulated ([ 29.67 +1.53 ]% wvs [ 18.33 +3.06 1%,
[7.0+6.08 ]%, all P <0.05 ), while Bel-2/bax level was remarkably reduced ([ 12.00 +2.65 1% ws [ 42.33 =
5.86 1% , [ 67.00 +6.25 1% , all P <0.05 ]. Conclusion: rNDV IL.-29 inhibits the proliferation and migration of A549
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cells and promotes apoptosis of A549, suggesting that tNDV IL-29 may be served as a potential anticancer drug.
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Composition graph

Blue nuclei with 33342 ; 1L-29 stained green with FITC; NDV HN stained red with CY3

B 1 R rNDV IL-29 i A549 Z0ff NDV HN & IL-29 EHHIRIA( RETRLRE, x 200 )

Fig.1 Expressions of IL-29 and NDV HN protein in the A549 cells infected with
rNDV IL-29 ( immunofluorescent staining x200 )
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NDV 21 41t 5 P T A B AT T X B[ (1 45.67 +
8.39 )% uvs (88.33 £16.07 )%, t =4.55,P <
0.05 Jo MTT 3 25 52 ( & 3B ) R £ A [a] ik
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(M HI R B 5 F NDV 4 (56.48 +11.89 )% wvs
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A: IL-29 mRNA detected by RT-PCR;B: 1L-29
protein detected by Western blotting
B2 A549 #AEES rNDV IL-29 J5 NDV HN &
IL-29 mRNA REAHRIE
Fig.2 Expression of IL-29 and NDV at mRNA and
protein level in A549 cells infected with rNDV IL-29
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A: Clonogenic activity of A549 cells;

B: Inhibitory ratiao was quantified by Western blotting
3 rNDV IL-29 B A549 40RfJ5 4B A G sE 1L
Fig.3 The changes in proliferation of A549 cells
infected by rNDV IL-29

Crl NDV

rNDV 1L-29

48 h

4 FAFRERSELE AS49 40Xt 4 A
ERee TR KRS, x40 )
Fig.4 Effect of ability of migration of A549 cells treated
with different virus( Scratch assay, x40 )
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Fig.5 Effect of apoptosis of A549 cells treated with rNDV IL-29 and NDV
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