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K $EIERIZRNA IFNG-AS1£E[E)miR-19b-1-5pifAiE

oxLDLIE S M PR ARHETE, AT BOALHIF S

EE REAET HE
CHIPH TN BB e U ARRE, MM 545000 2900 5 RS 122 B B JIRRE, #H 545000)

WE h TR REESARNATHE E L E 69 R XAZAEAZ B (IncRNA IFNG-AS 1)+ £,
AR R G & @ (oxLDL) W5 3 69 ATk fo 8 1 K 48 JREVC-30438 74, 8 1= 9 %) vfy A= i 42 AL
%), ZAF R R 100 pg/mLagoxLDL4 %) 4k 22 4% £ 6i-IFNG-AS1. miR-19b-1-5p mimics3k 2= 4% %si-
IFNG-AS15anti-miR-19b-1-5p#9EVC-3042m fiee, H|F) 5 B 5% K2 & 14 4% % R & B4k R (QRT-PCR)
#0048 f F IFNG-AS 14#2miR-19b-1-5p & A, 4m A+ 30 (CCK-8) ik A4 4a i3 78, 7 X, 20 oL KA 28
FOB T, & & 95 PP i (Western blot)¥ain) 2 e v 4m i J&) BAR P4 & & s B4 4| B T 1A(P21). % At
JG 37 H A B 1(P16). 3T 4749 DNAMS & B4 (cleaved-PARP). 3] 789 F Bt R A R BL & &) B4-3(cleaved-
caspase-3)89 & B R IA K AL, A) ] R % K& BRI S A B 5 1 3 JEIFNG-AS147miR-19b-1-5p 44 ¥ &)
*%. #R I T, oxXLDLAL # T EVC-30448 i, P IFNG-AS1 49 & X, 74| T miR-19b-1-5p#9 & &
(P<0.05); #7 H|IFNG-AS12x iT & ZAmiR-19b-1-5p3% & T oxLDLAL 22 49 EVC-304 48 Jitt 38 78 7% t4 A&
 Jlio, P P21A=P16% & K&, W &/K T 48 e A = & R cleaved-PARPAucleaved-caspase-349 & & & iA
(P<0.05); 7 #ImiR-19b-1-5pi# 4 T 47 #|IFNG-AS 1%t oxLDLAL 22 89 EVC-3044m Jitl 38 58 = 8 T 49 %
" (P<0.05); R % b & B4R 2 A B 92 10 3E L IFNG-AS1¥e ) i 32 miR-19b-1-5p& ik, X 48 747 4]
IFNG-AS1 4 & 5T 42 #tox LDLAL 322 49 EVC-3044m 38 74, F+37 H| e fe 8 =, HAE A ALk 5 ¥e) EiR
miR-19b-1-5p& A H %, IFNG-AS1/miR-19b-1-5p#h¥T 48 4 ) Bk AL AR AL 6 76 77 3RAEFT 69 Fe 5.

FiE KBEARSiSRNA IFNG-AS1; miR-19b-1-5p; 764K 5 ik s REAE 1L,

Long Non-Coding RNA IFNG-AS1 Regulates oxLDL-Induced
Proliferation and Apoptosis of Vascular Endothelial Cells by
Targeting miR-19b-1-5p

HUO Xin', CAI Xuchao'*, XIAO Min>
(‘Department of Vascular Surgery, Liuzhou People’s Hospital, Liuzhou 545000, China;
*Department of Dermatology, Liuzhou People’s Hospital, Liuzhou 545000, China)

Abstract To investigate the effect and mechanism of IncRNA IFNG-AS1 on the proliferation and apop-
tosis of human umbilical vein endothelial cells EVC-304 induced by oxLDL, 100 pg/mL oxLDL was used to treat
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the EVC-304 cells transfected with si-IFNG-AS1, miR-19b-1-5p mimics or co-transfected with si-IFNG-AS1 and
anti-miR-19b-1-5p. Then, qRT-PCR was used to detect the expression of IFNG-AS1 and miR-19b-1-5p in the cells.
CCK-8 method was used to detect cell proliferation, and flow cytometry was used to detect cell apoptosis. Western
blot was used to detect the protein expression of P21, P16, cleaved-PARP and cleaved-caspase-3. Dual luciferase
reporter gene experiment was applied for verifying the targeting relationship between IFNG-AS1 and miR-19b-
1-5p. The results showed that oxLDL promoted the expression of IFNG-AS1 in EVC-304 cells, but inhibited the
expression of miR-19b-1-5p (P<0.05); IFNG-AS1 inhibition or miR-19b-1-5p overexpression increased the prolif-
eration activity of EVC-304 cells induced by oxLDL and the protein expression of P21 and P16, while reduced the
apoptosis rate and the protein expression of cleaved-PARP and cleaved-caspase-3 (P<0.05); miR-19b-1-5p inhibi-
tion reversed the effect of IFNG-ASI1 inhibition on the proliferation and apoptosis of EVC-304 cells induced by
oxLDL; dual luciferase reporter gene experiments confirmed that IFNG-AS1 negatively regulated the expression of
miR-19b-1-5p. These results suggested that inhibition of IFNG-AS1 might enhance the proliferation of EVC-304
cells treated with oxLDL and inhibit their apoptosis, and its action mechanism was related to the up-regulation of
miR-19b-1-5p. The IFNG-AS1/miR-19b-1-5p axis may provide new targets for the treatment of atherosclerosis.

Keywords long non-coding RNA IFNG-AS1; miR-19b-1-5p; coronary atherosclerosis

oL IR B K 3 AR 4L (coronary atherosclerosis,
CAS) /O ML 1 2 R, 2 thE Y A 1Y)
FEICTIRFZ —. CASR—FRKAELE F KN 1
MSPEg, o i e o . BEACI . N i
DIREREAG L& 1V LA Mg Bl 21 2 245 4 41 2388 A=
Y g% R R BLSE Z AR R TR, CASRR—FhE %
AR, ¥ R Z PR R . - BB A A R 4
Jaa5 4% =& 5| EE BB kB 7= 1) JE s R &, 1l o AR
ZORL P 5 AL A MR BT, 22k B AT 4R 4 B A I
P LZH B G BE AT RS, PR CASI R R Pl K
#E4EZ Y RNA(long non-coding RNA, IncRNA)&Z&—
KKEA200MZH R UL ERI/NyFIEESRNA, 2
SR MRNETE . PT80S B A5 AL B Bl 3t
T, 1E R 20 Jiks A A A 1) F ik AR R 4 B R
FEAE SO, TRy XRNA (interferon y-antisense
RNAI, IFNG-AS1)J&E T IncRNA, HAE 0 15505
IR B C A B FRARIE , H 2 AR e R 20 ik ok A+ A
e B e AL R TG R . AT B IR R
IncRNA IFNG-AS 1 48 46 BUIK 2 2 i 55 1 (oxidized
low density lipoprotein, oxLDL)# 5 f A & ik I &7
W AHMIEV C-30435%8 . T KR AE LA .

1 APRS sk
L1

NJBFER K L A B2 41 EVC-3040 F H [ B2
B FURE 4 2 ; pmirGLORANE L i £R 14 MRt

HAH AT ; oxLDLIH ™ IMZEIE AV RHA R 2
H]; AHHE T ER 57 £-8(cell counting kit-8, CCK-8)I4
H HA FEAZ A 220 U, BEECER ) V(Annexin V)-5¢
fint R ¢ )t & (fluorescein isothiocyanate, FITC)/fift,
P E (propidium iodide, PT)ZH A 4675 &0 5
TLIF IR A HAR AR A BR 22 7 RNAShF 7 &
SRR SR O e B IR Bl S B
(real-time fluorescence quantitative reverse transcrip-
tion polymerase chain reaction, qRT-PCR )i 7| & 44114
H EW 2 R IHT; 5 5 £ 4% (polyvinylidene
fluoride, PVDF)/BLIE [ b 537 18 5ifi A W i AR T
NCIP

1.2 7

121 @mieedibstd  HEA10%HRA MR
DMEM3; 77 24597 EVC-30441fl, 7£37 °C. 5% CO;
FR B FRAR TR AT W LS IR, AR R BRI
EVC-304411fil LA 1.0x10°4™ /ALEFT- 6L, K H Li-
pofectamine™ 2000/ Jii 7472, 73546 Yesi-NC-  si-IFNG-
ASI. miR-NC. miR-19b-1-5p mimics, F£#% 4% si-IFNG-
AS15 anti-miR-NC. si-IFNG-AS1j anti-miR-19b-1-5p.
Fegeo him, EHIRAk . FEREIR24 h, SRR ] .
1.2.2  gqRT-PCRiHA2M) 40 iz # IFNG-AS1. miR-19b-
1-5p#y &R ik Wi AL YL T EVC-30441 i LA 1.0%10°
A LA 6L T, R 2 x4 (ConH ) A
oxLDLAL, HrH ConZ 141 i1 % HE5 7724 h, oxLDLAL4H
HIFH 2 100 pg/mL oxLDL{5; FRFE AN FE 24 h, B4t
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HE WAL, qQRT-PCRZA I ConZH Al ox LDLZH 2
Jl o IFNG-AS A1 miR-19b-1-5p ) 223k KT 5 4t si-
NC. si-IFNG-AS1. miR-NC. miR-19b-1-5p mimics,
LA YL 6i-IFNG-AS1 5 anti-miR-NC. si-IFNG-AS15
anti-miR-19b-1-5p[1 4145 LL1.0x 10°4/FLEFhT-6 4L
B, FHE 100 pg/mL oxLDLI 3 7554 FH24 h, F£5)
HHC A si-NCHL. si-IFNG-AS12H. miR-NC41. miR-
19b-1-5p#.. si-IFNG-AS1+anti-miR-NC4H. si-IFNG-
AS1+anti-miR-19b-1-5p4, ¥575:45 W f5 , H gRT-PCR
R si-NCHL. si-IFNG-AS14H FH IFNG-AS1 %A
A, HAMmiR-NCZL. miR-19b-1-5pZH. si-IFNG-
AS1+anti-miR-NC4. si-IFNG-AS1+anti-miR-19b-1-
5pZHH miR-19b-1-5p )R IE K. ] RNAFZHATT
BRI AN P S RNA, S8R ) S0k i 4%
KA cDNA. LLcDNAABMR LT PCRY 4. H
2L S0 L IFNG-AS AR T GAPDH. miR-
19b-1-5p#HXS T U6IHFRiE . 519M5 & IFNG-AS1IE
1] 51491 5-GCT GAT GAT GGT GGT GGC AAT CT-
3, [ [ 51#95"-TTA GCA GTT GGT GGG CTT CT-3;
miR-19b-1-5p1E [ 51 %) 5-AGT TTT GCA GGT TTG
CAT CCA GC-3', xIa15|#)5'-TAC TCA GGA CTC
ATC GTC-3'; GAPDHIE 5| 5'-TCC CTC AAG
ATT GCT AGC AA-3', [ 51#)5'-AGA TCC ACA
ACG GAT ACA TT-3'; U61E [ 5] #)5'-CTC GCT TCG
GCA GCA CA-3', 514 5'-AAC GCT TCA CGA
ATT TGC GT-3'.

1.2.3 CCK-8i # | 4m o 3% 78 #4si-NC. si-
IFNG-AS1. miR-NC. miR-19b-1-5p mimics, JL#% 4 si-
IFNG-AS1 5 anti-miR-NC. si-IFNG-AS15 anti-miR-
19b-1-Sp 4 AR LA LA 1.0x10*4 /AL T 96 F LA,
100 pg/mL oxLDLA 375653 7| Ab 35 24 h, 48 hAll
72 h, 43 HHE A si-NCL. si-IFNG-AS141. miR-NC41.
miR-19b-1-5pZH.. si-IFNG-ASI+anti-miR-NCZ. si-
IFNG-AS 1 +anti-miR-19b-1-5pZH.. 357245 %5, 10 uL
CCK-8¥A, 37 °C¥ B2 hfia, FHBEFR Y T-450 nmi KAk
R ZH BR G E(DYE «

1.2.4 Western blot#s ] 8 i, # P21. P16. cleaved-
PARP. cleaved-caspase-369%& & k&  #Yssi-NC,
si-IFNG-AS1. miR-NC. miR-19b-1-5p mimics, JL5% 4
si-IFNG-AS15 anti-miR-NC. si-IFNG-AS1 5 anti-miR-
19b-1-5pfI4n s LL2.5x 1044~ /4 LE R T 244 LRk,
7100 pg/mL oxLDLI¥ 3G 72553 Al A FE48 h, 435l N

si-NCZH. si-IFENG-AS14H. miR-NCZ1. miR-19b-1-5p
4. si-IFNG-AS1+anti-miR-NC41. si-IFNG-AS]1-+anti-
miR-19b-1-5p4l. ¥rFREE WG, H RIPAGGTIFE 40 i
HEEE [, BCAVEX 8 H#ET € &, 17 SDS-PAGEH
Ko HIKZEWRIG , FAEIEACK 7 5 & 1 %% #% 2 PVDF
JE -, P AR Ry AT 2 R P AL B2 he A4
Ji, 5 IR 53 ) B TR REIIP21(1:500) P16(1:500)-
cleaved-PARP(1:1 000). cleaved-caspase-3(1:1 000)—
PUBW, 4 cCOKFET IR B IR . HE THRBL
PN (1:2 000)H, 37 °CJ M2 he HeJe FHECLIRF
EEAT WA, B EUE R G . HQuantity One
4628 A AT BUR R 25 04T, DLHE 5% KR S
GAPDHIW KB HE RN H RIS AR IA
125 AXmpeAen s s iR, 4
FAEFETTIER 1.2.4. WOAE &AM, P3G FR00R R4t
JH 25 5 42 1.0x10°0/mL, B mLAHME =R, 1 500 r/min
B0 5 min, WEEDTHE. 1500 pL&E A28, B4
il U8 Annexin V-FITC/PIZH Moy Tk 57 G
VESRE, MR 10 pL Annexin V-FITCH15 uL PI, =
TREHEE E 15 minfa , 2RI Q4 AR 240 i 7
TGl AU T2 26 (Yo)= I T S+ A T2
1.2.6 MK FE BRI B A ) 52 B4 ) £m i 69 5
g I AEYAE B AR 2 T 3 LncBase
Predicted v.275ill IFNG-AS15 miR-19b-1-5p 2 [8] ]
B S5 A0 . HEES 4 miR-19b-1-5p HAME &7
AU WT-IENG-AS 17 FIFIAS 55 45 6 0 55 11 2878 ik
J¥ZI MUT-IFNG-AS1. 285 ¥ pmirGLO# /& 21T
Xho THI Not THIXUEEY], I [EIU il .+ WT-IFNG-
AS1. MUT-IFNG-AS15pmirGLOZ A 47 48, ¥
HAR N2 B4 DHSarf , B A B % k8
I%, FEEUF K. VER : WT-IFNG-AS1. MUT-IFNG-
ASTHEN T pmirGLOF M H (158 K B 58 B
BRI 2 58 AL 5 . ¥ pmirGLO-WT-IFENG-
AS1. pmirGLO-MUT-IFNG-AS1H fIg 5 #4343 5] 5
miR-NCE{ miR-19b-1-5p mimics3t#% %L % EVC-304
AL, 2 R ' 3% Tl 7 i DAL R ) 5 6 )
AR 5 R ZEE SR A W 40 B 1R 2 DTG 1, 45 SR A B
TR KOG K RO B R LR [ T
(BN 4H M 2 G TE 1
1.3 GitFaE

SE56 H BT A B0 355K B GraphPad Prism 5.0%K
PEHEAT 00T o TR VORI SR bn v 22 (k) R, 2
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2 1) it LU AR Y B R 3R 7 22 20 A, 2 B BCR e
K, PLP<0.05K7R 22 7 A Giit 24 5 o

2 R
2.1 IFNG-AS1. miR-19b-1-5p7EoxLDLiFE & Ay
EVC-30440i 7 B FRIE

5 ConZlL # Et, oxLDLALEVC-30441 iy HIFNG-
AS1#IA 8 % TH 8 (P<0.05), miR-19b-1-5p ik &

FEAR(P<0.05)(#1).
2.2 HIIHIIFNG-AS13foxLDLiE S AIEVC-30444
R E5E IS0

5 si-NCAH ML, si-IFNG-AS 14141 it 7§ IFNG-

AS1RIA 2 FEK (P<0.05), 48 h. 72 hitf (41l D
5322 715 (P<0.05), S185EM <K& H P21AI P16
261515 55 35 T (P<0.05) (1R #62).
2.3 HIHIIFNG-AS1XoxLDLIFE S AYEVC-30444
BEAT-RYSZ N

Ejsi-NCALH L, si-IFNG-AS 14141 il 98 1~ % &
= FRK(P<0.05), 5 T4 5< i) & A cleaved-PARP.
cleaved-caspase-3 () ik 1 . 3 [Z IR (P<0.05) (&2
#3).
2.4 IFNG-AS1#E[5)miR-19b-1-5p

LncBase Predicted v.2 8 3 IR 4F 28 T 45 14 &
7R, IFNG-AS1 5 miR-19b-1-5Sp 778 48 [ 45 & 47 5 (]

#1 IFNG-AS1. miR-19b-1-5p7EoxLDLiESAIEVC-3044RAEF HIFRIA
Table 1 Expression of IFNG-AS1 and miR-19b-1-5p in EVC-304 cells induced by oxLDL

Pagi!
IFNG-AS1 miR-19b-1-5p
Group
Con 1.00+0.06 1.02+0.09
oxLDL 4.62+0.32* 0.34+0.03*
t 33.356 21.503
P <0.001 <0.001
*P<0.05, 5Con LL#5
*P<0.05 compared with Con group.
N
b
P21 18 kDa
P16 16 kDa
36 kDa

GAPDH

Ell #PHIIFNG-AS13foxLDLIFSHIEVC-30440A2 P21, P16 A FRIAAIF N
Fig.1 The effects of IFNG-AS1 inhibition on the protein expression of P21 and P16 in oxLDL-induced EVC-304 cells

#R2 HIHIIFNG-AS13foxLDLIE SHIEV C-30420 A 1558 i #2010
Table 2 The effect of IFNG-AS1 inhibition on the proliferation of EVC-304 cells induced by oxLDL

s D{# (490 nm) M R A

Group IFNG-AS1 D value (490 nm) Relative protein expression
24 h 48 h 72 h P21 P16

si-NC 0.98+0.07 0.26+0.02 0.58+0.05 1.15+0.09 1.00+0.07 1.00+0.07

si-IFNG-AS1 0.25+0.02* 0.27+0.02 0.79+0.06* 1.56+0.09* 1.56+0.08* 1.79£0.09*

t 30.082 1.061 8.066 9.664 15.804 20.786

P <0.001 0.304 <0.001 <0.001 <0.001 <0.001

*P<0.05, 5si-NC4 L.
*P<0.05 compared with si-NC group.
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3)o HIHEYLIFNG-AS1-WT 5 miR-NCHIZHfIAH L,
JHE YL TFNG-AS1-WT 5 miR-19b-1-5p mimics{{I4H
i B 5% 6 PE B 2 BRI (P<0.05); 1M1 5 3L 4% YL IFNG-
AS1-MUT 5 miR-NC 40 i Af bb, FLH% JLIFNG-AS1-
MUT-5miR-19b-1-5p mimics 40 (12 6 i 1 0 2
ZA(P>0.05)(F4).
2.5 3 FKiZmiR-19b-1-5pXfoxLDLIE S HIEVC-
304ZMAE1E5E . AT RIS

5 miR-NCZ A L, miR-19b-1-5pZH 41 ffg
miR-19b-1-5p ik i ¥ 15 (P<0.05), 48 hy 72 h

INF (K 40 L DAB 5235 T8 (P<0.05), 4 1 3% 3%
A (P<0.05), SH85EAHCHI & A P21, Pl6[H#«
% 5T (P<0.05), ST TIHI <K& H cleaved-
PARP. cleaved-caspase-3 [k 2 2 F#1IK(P<0.05)
(El4F13K5).
2.6 #P#] miR-19b-1-5piF4% 7 A IFNG-AS13d
oxLDLIFSHIEVC-3044MAa1E5E ., JETRIEITIER
5 si-NCA AL, si-IFNG-AS 14140 ffd 4 miR-
19b-1-5p3 ik & 2 TF 1 (P<0.05), 48 h. 72 hiFf [
M DAE 535 71 55 (P<0.05), 20 B T2 2 52 PR

(A) si-NC si-IFNG-AS1 (B)
Tube-B-12012:P1 Tube-B-11857:P1 N
. 1Q1-UL QI1-UR JQi-uL Q1-UR >
=¥ 24 ¢ &
8
] & &
<S' < =3 cleaved-caspase-3 ” | 17 kDa
: £
- Eéé cleaved-PARP Wl s 5Dy
o] GAPDH W S 36 D2
b QI-LR °3 " QI-LR
0 10° 10 10°  10° 0 10 105 10°

Annexin FITC-A Annexin FITC-A

A: fHIIFNG-AS1foxLDL % S IEVC-30441 i 98 1 ; B: #IHIIFNG-AS1#oxLDL#%5 F [HEVC-30441 fitd i cleaved-PARP. cleaved-caspase-3
IIESESPN B

A: apoptosis of EVC-304 cells induced by oxLDL that inhibits IFNG-AS1; B: protein expression of cleaved-PARP and cleaved-caspase-3 in EVC-304
cells induced by oxLDL that inhibits IFNG-AS1.

E2 IHIIFNG-AS13ToxLDLIESAIEVC-30440 FA - Fcleaved-PARP. cleaved-caspase-325 B FRiARIEZN
Fig.2 The effects of IFNG-AS1 inhibition on the apoptosis and protein expression of cleaved-PARP and cleaved-caspase-3 of
oxLDL-induced EVC-304 cells

=3 HIHIIFNG-AS13oxLDLE SHIEV C-30440 88 T #5200
Table 3 The effect of IFNG-AS1 inhibition on the apoptosis of oxLDL-induced EVC-304 cells
HXT R R IE

Iy T % . . .
Relative protein expression

Group Apoptosis rate /%

cleaved-PARP cleaved-caspase-3
si-NC 19.16+1.02 1.00+0.07 1.02+0.08
si-IFNG-AS1 12.32+0.89* 0.35£0.03* 0.26+0.02*
t 15.158 25.604 27.649
P <0.001 <0.001 <0.001

*P<0.05, 5si-NCHL L.
*P<0.05 compared with si-NC group.

IFNG-AS1 WT 5" GCUAAGAAUUUGGAGUUGUUGUGGAGCAAAACU 3’

111
miR-19b-1-5p 3" CGACCUGUACGUUUGGACGUUUUGA 5’
IFNG-AS1 MUT 5" GCUAAGAAUUUGGAGUUGUUGUGGACGUUUUGA 3’
El3 IFNG-AS15miR-19b-1-5piZEHEF IR SIS
Fig.3 The binding sites of nucleotide sequences between IFNG-AS1 and miR-19b-1-5p
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Table 4 The results of dual luciferase report experiment

o st
Fluorescence activity
Group
IFNG-AS1-WT IFNG-AS1-MUT
miR-NC 1.01£0.08 1.00+0.09
miR-19b-1-5p 0.31£0.03* 0.97+0.07
t 24.579 0.789
P <0.001 0.441
*P<0.05, 5miR-NCZH L% .
*P<0.05 compared with miR-NC group.
(A) miR-NC miR-19b-1-5p (B)
Tube-B-12013:P1 Tube-B-11851:P1 Q
JQi-uL QI-UR 1Q1-UL 1-UR N
2] 2] ¢ L
f ? & &
<™ ] <73
== 23 T
E E cleaved-caspase- 17 kDa
E E E E cleaved-PARP w 25 kDa
3QI-LL 1-LR 3Q1-LL A5 i -
FLOREE, ..ol ERMCI0N. | (1DAR...coil KR L0 GAPDH S S 36 kD
0 10° 10* 10° 10° 0 10° 104 10° 10°
Annexin FITC-A Annexin FITC-A

A: 1335 miR-19b-1-5p ) oxLDL % 5 i1 EVC-304 4l 15 12 ; B: i %54 miR-19b-1-5pf oxLDL % T # EVC-3044Hiffi P21, P16+ cleaved-
PARP. cleaved-caspase-3f{15& R IE K.
A: apoptosis of oxLDL-induced EVC-304 cells with miR-19b-1-5p overexpression; B: protein expression of P21, P16, cleaved-PARP and cleaved-
caspase-3 in oxLDL-induced EVC-304 cells with miR-19b-1-5p overexpression.
El4 T FiAEmiR-19b-1-5pXfoxLDLIFSHIEVC-304 AR T- R E B R IEAIS M
Fig.4 The effects of miR-19b-1-5p overexpression on the apoptosis and protein expression of P21, P16, cleaved-PARP and
cleaved-caspase-3 of oxLDL-induced EVC-304 cells

5 T FRIAmIR-19b-1-5p3FoxLDLIFSAIEVC-30440A81E5E . ATHISME
Table 5 The effects of miR-19b-1-5p overexpression on the proliferation and apoptosis of oxLDL-induced EVC-304 cells

o DAH(490 nm) PO S SN
. THT2/% . . .
432H. miR-19b-1- A ) D value (490 nm) Relative protein expression
optosis
Group Sp pop 24 h 48h 72 h P21 P16 cleaved- cleaved-
rate /%

PARP caspase-3
miR-NC 0.98+0.07 20.18+1.68  0.26+0.02 0.58+0.05 1.15+0.09 0.97+0.08 1.01+0.06 0.98+0.05 0.99+0.06
miR-19b-1-  0.25+0.02*  10.98+0.94* 0.28+0.02 0.72+0.05*  1.44+0.08* 1.48+0.09* 1.61£0.08* 0.33+0.03*  0.38+0.03*
5p
t 30.082 14.336 2.121 5.940 7.225 12.706 18.000 33.442 24.029
P <0.001 <0.001 0.020 <0.001 <0.001 <0.001 <0.001 0 0

*P<0.05, 5si-NCA HLL.
*P<0.05 compared with si-NC group.

(P<0.05), P21. P16[{1HE 451k 52 7 & (P<0.05), si-IFNG-AS1+anti-miR-19b-1-5pZH 4l /it 1 miR-19b-
cleaved-PARP. cleaved-caspase-3 5 H K IA T # 1-5pFKIA W Z FFAK, 48 hy 72 hif FI4H 0 D1E & %
FA#AI% (P<0.05); 5 si-IFNG-AS1+anti-miR-NCZH A Lb, FAIK (P<0.05), 40 AR -2 2 5 (P<0.05), P21,
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Fig.5 miR-19b-1-5p inhibition reverses the effects of IFNG-AS1 inhibition on the apoptosis of EVC-304 cells induced by ox-
LDL and the protein expression of P21, P16, cleaved-PARP and cleaved-caspase-3
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Table 6 miR-19b-1-5p inhibition reverses the effects of IFNG-AS1 inhibition on the proliferation and apoptosis of EVC-304

cells induced by oxLDL
L DAiE(490 nm) X E FARIE
) ) FATH /% . . .
4y eH miR-19b-1- D value (490 nm) Relative protein expression
Apoptosis
Group 5p 24 h 48 h 72h P21 P16 cleaved- cleaved-
rate /%

PARP caspase-3
si-NC 1.00+0.09 18.17£1.37  0.31+0.03 0.53+0.05 0.97+0.09 0.99+0.06 1.00+0.07 1.02+0.08 1.03+0.09
si-IFNG-AS1  2.02+0.019*  9.82+0.76* 0.31+0.03 0.78+0.06*  1.57+0.09* 1.57£0.09*  1.82+0.08*  0.38+0.03*  0.42+0.04*
si-IFNG- 2.06+0.21 9.69+0.68  0.30+0.03 0.81£0.05 1.61£0.08 1.60+0.08 1.84+0.09 0.41+0.04 0.44+0.04
AS1+anti-miR-

NC

si-IFNG- 1.54+0.11  16.65+1.19" 0.32+0.03 0.60+0.04*  1.05+0.09" 1.12£0.07*  1.21%0.07*  0.71x0.07"  0.73+0.07"
ASl+anti-miR-

19b-1-5p

F 88.386 164.927 0.666 66.647 133.055 151.200 270.556 234.261 183.481

P <0.001 <0.001 0.578 <0.001 <0.001 <0.001 <0.001 0 0

#P<0.05, 5si-NCZH HL#; *P<0.05, 5si-IFNG-AS 1+anti-miR-NCZH Fb 55

*P<0.05 compared with si-NC group; “P<0.05 compared with si-IFNG-ASI+anti-miR-NC group.
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