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gga-miR-140-3p Inhibit Proliferation, Migration and Invasion in
MDV-transformed MSB1 Cells
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Abstract ; Specific pathogen free Leghorn chickens were infected with MDV, and lymphoma from
spleens and livers were collected post infection. The qRT-PCR assay showed that microRNA gga-
miR-140-3p was downregulated in MDV-induced tumorous spleen and lymphoma from liver. To
elucidate the functions of this miRNA in Marek’s disease tumor transformation, we transfected
MDV-transformed lymphoid cell line, MDCC-MSB1 with gga-miR-140-3p agomir or agomir NC,
and inspected their effects on cell proliferation and migration as well as MMP2 and MMP9 genes

expression levels whose expression levels were closely correlated with invasion. The proliferation
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of MSBI cells decreased at 24, 36, 48, 60 and 72 h post gga-miR-140-3p agomir transfection.

The cell number of migration also decreased after transfection with gga-miR-140-3p agomir.

MMP2 expression was significantly downregulated at 24, 48 and 72 h; in addition, MMP9 tran-

scription was remarkably downregulated at 48 h post gga-miR-140-3p agomir transfection. In con-

clusion, gga-miR-140-3p which was downregulated in MDV-induced tumorous tissues had an

effect on features of tumor cells such as proliferation, migration and invasion, which indicates

that this miRNA may be involved in Marek’s disease tumor transformation.

Key words: Marek’s disease virus; proliferation; migration; MMP2 gene; MMP9 gene
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Fig. 1 Differential expression of gga-miR-140-3p in different
tissues
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Fig.2 Effect of gga-miR-140-3p on MSB1 cell proliferation
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Fig. 4 Effect of gga-miR-140-3p on MMP2 and MMP9 mRNA expression level

3 Wi

Y g —Fh S i AE i 5% RNA, miRNA 2 5 b g
AU SRR SR P AR (B R LR TP
Solexa /= i &2 M ¥ & M gga-miR-140-3p 7£ MDV
51 %% 0 I Je Ak LRItk L R rh ek R R
miRNA SFRE 9% 1F 8 MD g & 4= 19 4 B dric
MDCC-MSB1 4l g /& —Ff th & % MDV BC-1 # bk
1 A B IR E TR A A R, R CDAT T 4
L2 B, FT LA S BF 58 MID b g8 % Ak 9 40 A

A g 7R gga-miR-140-3p 76 MD i 4% 1L
A EE R FATAT ST T e X i A e MSB1 2
REAYS2 I L 45 2R 2 W] 1% miRNA 75— & 2 )% I %
S MD i e 40 i 3% 5 A0 T A% L (R I BE S e 5 4= 2R
S VAT O 35 IR 1) % S kP

miR-140 75 Z Mg 4 i 2 18 2500 38 2§ 1) A
[Fi) 8 R 4 4% o 45 A A /E . miR-140-3p 7E Jifi
Sl oD 0 L B A IR b R AR g R
RN 0 e U N I i L e NS PR
s 9K T A5 B RO o s L 9 R0



5 X 295 45« gga-miR-140-3p 6] T 37 52 955 0 2 4% AL 40 i MISB1 84 58 T B 2 22 1009

miRNA £, F. Tian %2458, 5 IR YL 44
I @Y MDV J5 gga-miR-140 £ MD 5 & & 7, 1
R T, L. Lian 5P 76 &Y MDV 14 d
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