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[ ABSTRACT ] Aim To observe the effect of interferon-inducible protein 204 (p204) on the apoptosis, proliferation
and migration of vascular adventitial fibroblast cells ( VAF) in rat. Methods The specific small interference RNA

(siRNA) of p204 gene (Ifi204) were transfected into VAF in vitro instantaneously. ~ VAF were divided into three groups,
Ifi204 siRNA transfection group (1fi204-siRNA) , control siRNA transfection group ( Con-siRNA) , untreated VAF as a nega-
tive intervention control group (Neg). Then the cell vitality to reflect cell proliferation was analyzed by MTT method, cell
apoptosis was analyzed by flow cytometry, cell migration by scratch assay and transwell chamber. ~The mRNA and protein
levels of p204, pS3 and p21 were measured by real-time qRT-PCR and Western blot, respectively. Results  After trans-
fection of the Ifi204 siRNA, the mRNA and protein expression levels of p204, pS3 and p21 were decreased in the VAF, and
the cell apoptosis was inhibited, the cell proliferation and migration were promoted. Conclusion Inhibition of p204 ex-

pression can promote VAF cell growth and migration, which may be related to the inhibition of p53 and p21 expression.
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Table 1. The sequences of PCR primers and siRNA

Fr BRI

2R (bp)

51975

S F.5"-AGGCAACCAAAGUUAGUGUTG-3
1204 SiRNA -~ S 2 ACACUAACAUUGGUUGCCUAGS3’ -

204 F:5’ -TCATGGTCCCAAACAAGTGA-3’ 200
P R:5’-ACCCATTGCACCCAAAATAA-3’

21 F:5’ -CTGTCTTGCACTCTGGTGTCTGA-3” 121
b R:5’ -CCAATCTGCGCTTGGAGTGA-3’

53 F:5’ -GCTGAGTATCTGGACGACAGG-3’ 253
P R:5’-AGCGTGATGGTAAGGATG-3’

F:5’-ACCACAGTCCATGCCATCAC-3’
GAPDH R:5’-TCCACCACCCTGTTGCTGTA-3”’ 452

1.2 KB VAF HigHfMo A

KB VAF #9355 4t Bk e 4% Uik [5-6] it
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J5 AL A0 O Ak 22 1% 55 48 h, 5 Con-siRNA 4 L #%,
Ifi204-siRNA ZH /Y MTT WO REFEAR (P <0.05) 5 3%
7272 h, 5 Neg 41l Con-siRNA 41 HL %5, 1fi204-siR-
NA 417 MTT MOGEEHIFEAIR (P <0. 05,35 2) . 410
WK 24 h 1T R EBIE R, 5 Neg 41 Fil Con-siRNA
ZHEb 4, 1i204-siRNA 41 i B B B E K (P <
0.05) ;i i Transwell /NE I E T B MM E =, 5
Con-siRNA ZH b5, 11i204-siRNA ZH 4 3T 5% 41 Jif 55 i
HAN(P <0.05; K2 &#2), LI EKIEFRTE Neg 4H
1 Con-siRNA 0] CHL 12425
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5 <
uw W
a a
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X at 35.3 X at 26.9 X a1 446
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1. p204 FTiEMHIXF VAF BRI 8200

Figure 1. Effect of inhibition of p204 expression on apoptosis of VAF

R 2. p204 RiLITEXS VAF JBT JEFEFERBEIRNE (x +5)

Table 2. Effect of inhibition of p204 expression on apoptosis, proliferation and migration of VAF(x +5)

A - (n=3) MTT Ul(é:'if;i )(48 h)  MTT u;(zzlﬁ:r%n h) %iziﬁt;% iﬂ‘fiﬂiﬁ%iﬁ%
Neg 21 6.57% +0.75% 0. 63 0. 06 1.01 £0.07 75.50 +7. 85 153.75 +9. 40
Con-siRNA 41 6.77% +0.67% 0.61 £0.05 0.98 0. 06 74.75 +8. 46 151.75 +7. 41
Ifi204-siRNA 41 1.87% =0.23%™ 0.66 +0. 08" 1.28 +0.05" 89.50 £9. 47 169. 25 +15. 86"

a P <0.05,5 Neg 411L%5 ;b 2 P <0. 05, Con-siRNA 41 4%,

2.2 Pl p204 RIESF p53 B p21 mRNA 5EEZE /R
ey ER

S5 qRT-PCR 25 R 78, 5 Neg A1 Con-
siRNA 4 Hb4%, Ifi204-siRNA 21 1fi204 . p53 K p21 A9

mRNA kB8 (P <0.05;% 3) . Western blot
ER IR R , 5 Neg 41H1 Con-siRNA 4H L5, 1fi204-
siRNA ZH p204 HEH KL T (P <0.05), fERiE
pS3 M p21 B RIKFEW A (P <0.05) (K 3),
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MZEFN AR IH Con-siRNA 4 | 1fi204-siRNA 411 Neg 41 ,

Figure 2. Effect of inhibition of p204 expression on migration distance and number of VAF

R 3. 204 FiETLEXT pS3 2 p21 mRNA FRiEHIENE (x +5)
Table 3. Effect of decreased expression of p204 on mRNA
expression of p53 and p21(x +5)

W Ifi204 mRNA  p53 mRNA  p21 mRNA
Neg 41 2.06+£0.09 2.10+0.06 2.11+0.08
Con-siRNA 4 2.05+0.08 2.08=0.05 2.05+0.06

Ifi204-siRNA 2 1.06 £0. 05" 1.02 £0.06™ 1.01 £0.05

a P <0.05,5 Neg 41 L5 ;b A P <0. 05, Con-siRNA 41 HL#%

R o N 7

LA P 2 1ML A 5 M 5 1) 3 B B A B
ML, BEAEIN R VAF 78 i35 F A 3 B /R Sy« 52 0

HAGEE XRS5 EFROEM, B4k, Bk
ZIBFFCIEN] VAR B385E B85 4 WA i A0 JE o
AR MAE A S R PR E EEMEAT K VAF
VESRIR YT I A5, A 0 A o) L34 B S A2 % B YA i
ERPATEPIR A EEE XL,

p21 (p21 ™Ay S I A 40 e A R A
JEV A HR L B4 ( cyelin/CDK) &2 &9 16 M, 4 40 it
JEA R AZBE, M A e K 7 pS3 K Rb R EE
BHIRE R 7, p21 a3 F A pS3 4SS0 5, pS3
TERG SRR p21 FeaR 55 p21 7T LAHI 6] cdk4 B
AN TR I ER (D S T S PR R S
AT LAFE Rb B YRR f (pRb) , fff Rb & MR
5 4% pRb/E2F/DP-1 H R i 1 Sk, WA T 384 355
E2F AHSCHE R Fah (e 40 M3 5™ | AR, B4 p21
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0.0

Con-siRNA Ifi204-siRNA Neg

3. p204 FKIEITEXT pS3 K p21 EEFRIEHIFM (x £5)
a A P<0.05,5 Neg 41104 ;b & P <0. 05, Con-siRNA £l L%,
Figure 3. Effect of decreased expression of p204 on protein

expression of p53 and p21(x +s)
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W98 EUESE p204 8 13 5 22 Fh 40 A IH 7 B % 5k
P25 691 N, T2 255 V877 40 i 33 58 R oy Ak
RPN 76 A B S SN PO B BT I 45 4
WA REEMERD, p204 ik BA T 40
WA K S RE, T LA SE 22 40 i B ) G1/S B G2/M
BN —J5 T, p204 FE Y 200 X GRS A
MF/LHATVAT/S %, iZ 557 4 5 Fil 53BP1 ( p53
SEAEMA 1) S G TS pS3 ke 1 il ik 98 40 g
HaRE 5T RS B —Jr i, p204 K 1Y 200 X i
A LXCXE BUF 87 &5 Rb A 456 MAFE
J¥51,p204 B AT LAEAH S Rb A4S E, i
AT ) B ps3 Bk KERY p21, )
SR T p21 B RIBBRZ p53 F kT
S WAELEAE pS3 KI5 5, p204 B HIES
S p21 IR WAFGTHIE . ARAFE 45 R o,
IR FE SIRNA $H] p204 ikl {2k K Bl VAF 1
PSR AR AR T, FIEAERE pS3 M p21 ik
kb R p204 BRI TS P LT B ER
HUHI AT BEHS 43 5 0¥ psS3 M p21 FikF X, BT

5 E A5 p204 B0E Rb B ik p21 83805 Rb
25V LR it — i WA
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