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MiR-17-5pidiZPPARY/ABCA1{5 518 i %fox-LDL
135S HY B PN BY 2 R 19 9 =2 i

AL KER TR
(EEERRKFVLER O M AAL 162 710032; 278 % FE x5 o0 BB O ML L 184 710061;
R RV R B S0 FL, 1 710032)

HE Z X B AR T miR-17-5pif 42 id B B iRk 38 7833 7% 4K -y(PPARY)/ATP4 & & 4%
2% 8 A1(ABCA1)E 5 i@ 353 BAAK T EIS % @ (ox-LDL) ¥ 69 fo g 1) L am e i 69 %vd . #
AN EFNERA K 4 e, (HAEC) 5 A & Bé (control)2E. ox-LDLZE. inhibitor NC4L. miR-17-5p inhibitor
8. miR-17-5p inhibitortGW96624H , P& control2H 4} H4t28 34 ) A ox-LDL#% - HAEC#i15 . CCK-8
RN HAECHE 78 4% 0L AR 208 A A M HAEC A T H 0L ; w8 5 R, 52 3G ) oo 8 75 i L 9K )
&N FTHAECY A —B5(MDA). #Zaf4p i 0BE(SOD). & H kit B4 85 (GSH-Px) % t4; qRT-
PCRAMHAEC ¥ miR-17-5p. PPARy#2ABCAI mRNA & & /K-F; Western blot2>#THAEC F PPARyF=
ABCA & & & kKT WA F Bk A B A miR-17-5p 5 ABCAI 94 E % % . 5 control4L4H
b, ox-LDLZEHAEC#) DysfB %1%, SODA=GSH-Px7& M 41K, PPARy. ABCA1 mRNAR & & & ik K
F K, BT F A AmiR-17-5pAMDAKF A+ &, £ 7 AL E R Y (P<0.05); 5 inhibitor NCZLAH
b, miR-17-5p inhibitorE HAEC %) DysofE#+ 5, SODA=GSH-Px# 142 35, PPARy. ABCA1 mRNAA
F O RERFHIRE, BT EAEmIR-17-5pFaMDA K- AKX, %8 F R 423 I (P<0.05); 5miR-
17-5p inhibitor2E48 . , miR-17-5p inhibitortGW966228 HAEC#9 Dysof& MK, SODA» GSH-Px7& P4 4
&, PPARy. ABCA1 mRNAZ & & & ZEK-FHEIK, AT HF MDAK-FFHF, g i)
(P<0.05). miR-17-5pT 4t 1237 4| PPARY/ABCA 113 5 i % /n B ox-LDL#% - 4 HAECH5 15 .

KH#IE  miR-17-5p; I B AAIG T B0 32 AR -y/ ATPSS & B is R H AL SN G &R
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Abstract This study aims to investigate the effect of miR-17-5p on ox-LDL (oxidized low-density
lipoprotein)-induced vascular endothelial cell injury by regulating the PPARYy (peroxisome proliferator activated
receptor-y)/ABCA1 (ATP binding cassette transporter Al) signaling pathway. HAEC (human aortic endothelial
cell) were assigned into control group, ox-LDL group, inhibitor NC group, miR-17-5p inhibitor group, and miR-
17-5p inhibitor+GW9662 group. All other groups except the control group were induced HAEC injury using ox-
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LDL. CCK-8 method was used to detect HAEC proliferation. Flow cytometry was used to detect HAEC apoptosis.
The angiogenesis experiment detected the angiogenesis. Reagent kits were used to determine the activities of MDA
(malondialdehyde), SOD (superoxide dismutase), and GSH-Px (glutathione peroxidase) in HAEC. qRT-PCR was
used to detect the mRNA expression levels of miR-17-5p, PPARy, and ABCA1 in HAEC. Western blot was used to
analyze PPARy and ABCA1 protein levels in HAEC. Dual luciferase reporter gene was used to detect the relation-
ship between miR-17-5p and ABCAI. Compared with the control group, the D5, value of HAEC in the ox-LDL
group was reduced, the SOD and GSH-Px activities decreased, the expression levels of PPARy, ABCA1 mRNAs
and proteins decreased, while the apoptosis rate, miR-17-5p, and MDA levels increased, blood vessel formation re-
duced (P<0.05). Compared with the inhibitor NC group, the D45, value of HAEC in miR-17-5p inhibitor group was
increased, the SOD and GSH-Px activities increased, PPARy, ABCA1 mRNA and protein expression increased,
while the apoptosis rate, miR-17-5p and MDA levels reduced, blood vessel formation increased (P<0.05). Com-
pared with the miR-17-5p inhibitor group, the Dsso value of HAEC in miR-17-5p inhibitortGW9662 group was
reduced, the SOD and GSH-Px activities decreased, the expression levels of PPARy, ABCA1 mRNAs and proteins
decreased, while the apoptosis rate, miR-17-5p, and MDA levels increased, blood vessel formation reduced (P<0.05).
MiR-17-5p may exacerbate ox-LDL-induced HAEC injury by inhibiting the PPARY/ABCA1 signaling pathway.

Keywords miR-17-5p; peroxisome proliferator activated receptor-y/ATP binding cassette transporter Al;

oxidized low-density lipoprotein; vascular endothelial cells; human aortic endothelial cell

B Bk 58 A B A A — b K B B K A 1R 9 A R
i A B UTRR M , v R BOSAR B K 0L
BEFE b XA JE B ke o 55 o I 50, FEADOA
BB, ME N B D Re 0GB A8 fir < BEHR IR TR il A 5l
FKBRAE R AL AR BT U2 PN R T 4 o A B 45 g AT
DIRe T RYEE HEEH . WA REE, 5™~
AT AR J1. RORE . IMVRARE . IR YE A K
MIFET: . M A G A BT #2 A0 7 1 /Nl 3 B
IR Bl PRt PR I P R A A % 1 291 L
H0T TR IT SRR AR A AME . T E A
R B 5 0% 52 4K -y(peroxisome proliferator activated
receptor-y, PPARY){E ZE NG W R W i« H v — g Y
T RANE Ji 5 vh AR A7, DT 085 o e &2 3= e ek A
R 3 20 W AT, R X i A R R G 2 A B R FE L
IR FERE AL A HT R AE A W, B RN, RIS TE
FIE S B PPARY S 5 5 SR N JBF ik 9 B2 4 i
T 5% A AT P i R (1 (oxidized low-density lipo-
protein, ox-LDL) W53 [ 4 DI Re s B, A A M
.19 33 5 1844 miR - 19b/PPARY/#% K -1~ xB(nuclear
factor kappa-B, NF-«kB)HH K 7 By 2 ik i #F A 44, 7,
ATP4ZE & G #5125 1 A1(ATP binding cassette trans-
porter Al, ABCAD)Fk 7B 58 lEE A A-145 &
I FHHE BEANHESS , 8 BE S N B X 25 H Al(annexin
A1, ANXA1)FRIE K- -4 H N AH B 5T % i 21 24

FRE . ANXA TSR] DLE R 70 2 5% RE B AL 30 & A
B N PPARY AT IL- 101318 7K PR 54 il ABCA 1
FIB K FAE 3R RE [E B 4h HE. ABCA1. PPARYFI
ANXA 1] BETE B R (0] B F A BT ). B i
A AL I T B A I 7 e [ 3 3 i PPARY- T X2
& a/B(liver X receptors o/, LXRa/B)-ABCA 13 #% 4]l
H BN PR AL T, KBk R4S RNA MALAT1i&#
it miR-17-5p/ABCA 111 5 ox-LDL 5 3 (1) EL Wi 4H
F e P RE G BEAR 2R P, FEUETS 5L T, Starbase /BT i
RmiR-17-5p 5 ABCAIH HAMAS G T, Rlth, A
Fuil it ox-LDL 5 A E 3 ik N B2 4 (human aortic
endothelial cell, HAEC)#i1%i, 73 #T miR-17-5p# [
PPARY/ABCA {5 5 I8 B XS HAECH A% FI 5200

1 RS
1.1 ZHAESKIE

HAEC(#%5 : INO-HO514)I [ ) N 35 e Rk A= 4
BHARAH
1.2 FERF

Inhibitor NC. miR-17-5p inhibitorJiRiIE H |~
N B AR R A7, GW9662(1% 5: HY-
16578)14 H MedChem Express 7] ; AJi ox-LDL(5%
5 1 MP6010-2MG)J FI_EIHH% HE A RS AT R AT
A [ (malondialdehyde, MDA )& &4 75 £ (5%
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F: BC0020). AL (superoxide dismutase,
SOD)iE PERIRF £ (525 - BCO170). 2Bk H kit
AP (glutathione peroxidase, GSH-Px/GPX)if
KR 77 £ (525 - BC1190)W [ b st RS FRHE A
B A ®] ; Trizol(& RNAFMIZIAF, 755 : R0016). it
BECLAL2: R IEIRFI (TR 5 - PO018S). XS5
A 45 5 RS B2 (P25 11402ES80). Hoechst
PR & (525 1 C0003)W H 38 = RAEMHE AR
PR A ; microRNAIS #5438 57 & (585 - MR101-
01). cDNA—#E& ORI G (HT 5: R412-01) $REHZE
JE B PCRAS AR &L (125 1 Q112-02)4 FH 1 5¢ T P
AR A BR 23 5 ; Annexin V-FITC/PI4H ity
AT AR & (525« E-CK-A211)H E B 3 E
RELEDD R A R A 1 5 R 5 ) 4 o 35 5 A 4k
A (525 : BMU106-CN)I [H VBRI A P4 AR A TR 2
] ; RIPARYAZZ PP (125 : MT0066)1H H 4k 5t B
SRR A PR /A ] ; Lipofectamine™ 3000%% 457
B85 1 L3000001)% H ThermoFisher Scientific/y 7] ;
GAPDH % ¥ 7 FE P& (2 51 ab128915). PPARyH .
TLRERUA(HE S ab272718). ABCA 1% B v e HidAR (Bt
51 ab307534) Nl P 1gG —ht (HRPARIL, $25
ab205718)J% Fl Abcam A ]
1.3 7%
1.3.1 @afest 55 ox-LDLAEA! 4 2 ¥
HAECHH il 43 A% B& (control)2H. ox-LDLZ. in-
hibitor NC41. miR-17-5p inhibitor4d. miR-17-5p
inhibitor+GW96624., controlZl Fll ox-LDLZH A~ %%
YLFURL, inhibitor NCZH#% 4% inhibitor NCJ5i iz, miR-
17-5p inhibitorZH fl miR-17-5p inhibitor+GW9662
HFE Y miR-17-5p inhibitorfi ki, miR-17-5p
inhibitor+GW9662 41 #% 4L J5 "L El 5 pmol/L PPARY#
PIFIGW966255 771, H Lipofectamine™ 3000%% 4%
FUBEAT Bk G, #5424 )5 ] 100 mg/L ox-LDLK;
FEHAECHH 124 h", B RS Bk s FERE AL .
1.3.2 CCK-8:%# 0 HAEC % ft.3% 75 15 A, #
HAECHE: A £ 964LH (100 pL/FL)H, #4448 h)m, £
FEFLH I 10 pL CCK-87E W, VER AT =4S i,
SRIGEAMITE 37 °C 5% COME IR T E 4 h, @
T EERR S EE 450 nmiE K Ab WG E (D)E -
1.3.3 Hoechst &L HAECATH AL 96
FUBES FR 4N A48 b, LBREFFEM, IS0 pLfE 2 i,
2L [ 5E 10 min, FBR A E R, FIPBSBE2/K, MIAS0 pL

Hoechst 33258 44 (i & i 4 4.5 min.  LBRYLE, H
PBSUE 2K, BEKR 3 min, TSR, Hrag e K il
B, WG W AN TS

134 AX@EAEMHAECERA THENL I3k
[FTHAECZH il FHPBSYEI 11K, 7E4 °CRLLL 000 xg i
05 min/5 #_EJ, MIA100 pL 1x Annexin V&5 &4%
PR B, 4HAREV A INN2.5 pLE Annexin V-
FITCiA7#12.5 pLHIPHAF(50 pg/mL), iR 2 e,
FIREEEIEE 15~20 min. JIA 400 pL 1% Annexin
VEEE &M, 15 . SR 1# FH FACSCanto FCMit
0 B HAECHH i ik 4730t XAt g A 234, 44
FlowJo® k{1347 4% 73 #r

135 mEMRER  FOCHERR A 965LIR,
FHAE37 °CRCE 1 Wi HBe[E . AR5 LR AL 7 )
HAECHAN R BN L, A 1% FBSH- 137 °C T H
6 ho IR, MEE BUE I HTHAECH LE T BlE .«
13.6 HAEC@/e+ ¢yMDAS 2. SODF=GSH-PxiE
MmE HEFEECEHE200 W, HER3 s, [ERE10 s, &
L 30IR)AMRHAEC, ARZH#AES °C T EL8 000 xgf
010 mine 85, AR BIEWOF B TUK BT fE 2kAa
Mo XTMDAR &, K s G R SMDAR TAER
TR, 7£100 °C R AR460 min, 14 =, 7£10 000 xg
B 10 min, T 53281600 nmip KA 2 FEAMRE S Y
WGRE (DYE, THE MDA &, LA control 21 AARHETS H
MDA} &, SODA GSH-PxAH %I 1 11555 Al
Ao XfF SODiE M, ¥ FT15 _Fid5 SOD AR 7247
A, 37 °C N E 30 min, S8 /5560 nmi <AL I
JOREEAE, R4~ 3 2 =[(ADZ 5 -ADFE i ) ADZ
H1x100%, 115 SODIHIHIZE S AHRT SODVE M. %1
GSH-Pxif M, WAt B 5 GSH-Px LA A ik
A, Fifm FHCE 15 min, 285005 412 nmPE AR
FEAE, KR A FH R =[(DXHE-DFE (DX -DS
F1)]x100%, T+ GSH-Px 1|2 ARG GSH-PxiE 1 o
1.3.7 qRT-qPCRA& M miR-17-5p. PPARy#= ABCAI
FAERF I Trizol$2 B HAECHH A RNA
f# Fi NanoDrop 2000 UV-Vis/3 6 & 34 5 RNA
WRE, H8FH miRN AW 5% % AR & F1 cDNA—
A ORGS0 RNAFE 8 cDNA. ] cDNAF!
AceQ qPCR Probe Master Mix 347 SZH} PCRAG I
i PLR 2 AT A - 95 °CTHiAR 4 2 min; 95 °C
130 s, 60 °CiB 2K 1 min, 68 °CZE{H 30 s, 40N
Wo LhB-actinfl USYE NN S, K 274050 B dis
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AT 3. qRT-PCRTH I 5140 B o < 0T Bt 2F
Y TREARAR G, 51750 Us Elifs1 ¥
5'-GCT TCG GCA GCA CAT ATA CT-3', Fiif5|4
5'-GCA GGG TCC GAG GTA TTC-3'; PPARy I 5]
#)5'-GCA GTG GGG ATG TCT CAT AAT GC-3', F
W59 5'-CAG GGG GGT GAT GTG TTT GAA-3';
ABCAI L5519 5'-CCC TGT GGA ATG TAC CTA
TGT G-3', Ni#51%5-GAG GTG TCC CAA AGA
TGC AA-3'; GAPDH Fij 5% 5'-GAC CTG ACC
TGC CGT CTA G-3', T3 5'-AGG AGT GGG
TGT CGC TGT-3'; miR-17-5p L3 514 5'-CAA AGT
GCT TAC AGT GCA GGT AG-3', Fil#51415-GCA
GGG TCC GAG GTA TTC-3',

1.3.8 Western blot#& | PPARY#» ABCA1% &) & iA
Bl A E AR BB G E RIPAZ A
SR B R L5 ) HAEC /L BE H . 7E4 °C R LA
12 000 xg&5»5 minji, FH 10% SDS-PAGE HLVK /) B &
FR G LA R R MM O L. SRIE7E4 °CR
F50 g/LBAR A4t I 12 h, F£5GAPDH(1:10 000)-
PPARY(1:1 000)F1ABCAI1(1:1 000)—$ifE4 °C R E it
W SRIEHIES —H1(1:50 000, HRPFRIC ) L =EHT
IgGHifR)E37 °C R E 2 he {8 IR ECLIL2E KOt
PGSR T R 0. BJ5 Ll B-actin/yNZ, ] Quantity
Onef A3 AN AKEAE , T+ PPARYHI ABCAL
FHXSFRIALTK T

1.3.9 R A K BIRELEALNmIR-17-5p5ABCAI
EOEAC P {ii i Starbase(https://rnasysu.com/
encori/agoClipRNA .php?source=mRNA & flag) i &
miR-17-5p5 ABCAIWIEERIAT i o B 5 A 45607 1
) ABCA1/F 44 N pmirGLO#; 143515 ABCA 1 BF
AR (WT)BRL, & R4S ABCATEF A4 7 41 A2 Ak
ABCA1RAZR (MUT) I KL, ¥ ABCAT-WT/MUTJ5it

Fi 23 55 miR-NC. miR-17-5p mimic/fi ki 3t 4%
HAEC4H 2, 48 hJ5, i 02 ' 2 Bl % 1 4 WrmiR -
17-5p 5ABCAII#E ] % & .
1.4 ZiE9HH

SEIGHE FH P2 EebrifE 22 (o) 38, i FH Graph-
Pad Prism 7.0 HFEATGeit o0 b7, PRAH LGSR ef 4,
Z A A HEBCR B R 5 Z2 00y, b — D2 A PR
FHSNK-g#& 36 P<0.05%/RZ7A Gt Lo

2 H#HR
2.1 RLEHAECHEFELLER

5 control LA E., ox-LDLZH HAECZH I Do i f&
K (P<0.05); jinhibitor NCZH EL.%%, miR-17-5p inhibitor
HHAECHH LD 450 fE 51 (P<0.05); 5 miR-17-5p inhibi-
torZ EL , miR-17-5p inhibitortGW96624H HAEC4H fit)
Dyso B PR (P<0.05), W 1.
2.2 ZYHHAECZAfHoechst3

5 control 4L AH Y, ox-LDLAL 7] WL 22 21 A 1
T2, 0oz, BB (0, Sinhibitor NCALEL#S,
miR-17-5p inhibitorZH 40 f 4 T-9% /> ; 5 miR-17-5p
inhibitorZf b %2 , miR-17-5p inhibitor+GW9662 21 4H
Ha s T3, W,
2.3 FBLAHAECHMUAT R

5 control L #H L., ox-LDLZ] HAECAU R 2%
25 (P<0.05); 5inhibitor NC4L L%, miR-17-5p in-
hibitorH HAECZH i T 2 [#{K(P<0.05); 55 miR-17-
5p inhibitorZH tL%% , miR-17-5p inhibitortGW96624H
HAECHI M 1% T+ 5 (P<0.05), WWE2 532,
2.4 FLAHAECYAARIME AR SLIE

5 control 4l #H Et, ox-LDL4L HAEC Ifi. & &
BRI /> (P<0.05); 5 inhibitor NC4H HL#¢
miR-17-5p inhibitorZd HAEC I % 7 il 5 38

1 BLAHAECHID.s B
Table 1 Comparison of D5 values of HAEC in each group

I3 Dasoffi
Groups Dysovalue
Control 1.86+0.21
ox-LDL 1.21+0.14*
Inhibitor NC 1.23+0.15
miR-17-5p inhibitor 1.64+0.18"
miR-17-5p inhibitor+tGW9662 1.35+0.15%

*P<0.05, HcontrolZHLAH L ; #P<0.05, Sinhibitor NCZHAH EL; “P<0.05, 5 miR-17-5p inhibitorZHAH L .
*P<0.05 compared with control group; “P<0.05 compared with inhibitor NC group; “P<0.05 compared with miR-17-5p inhibitor group.
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2.5 ZHHAECHMDAZEKSOD. GSH-PxiE
M

(P<0.05); 5 miR-17-5p inhibitor4] Ft4% , miR-17-
5p inhibitor+GW9662 4 HAEC IfiL & % ki %5 & i />

(P<0.05), WLE35%3. 5 controlZH A EL , ox-LDL41 HAECH MDA % &

Control ox-LDL Inhibitor NC

“

P

b

e ®
.Y

R
®
»

-~

¢ 4 50um

E
¥
“ 5 ¢

50 'ﬁm 250 um

E1 E{HHAECZAAEHoechsti L& I1FL
Fig.1 Hoechst staining of HAEC cells in each group

Control ox-LDL Inhibitor NC
104 40.31% 5.61% 103 1.99% 28.46% 10* 4 1.74% 27.16%
10° 10° 4
E 102 - E 102 E
10'4 10' 4
109 2.44% 100 60.18% 9.37% 100
T T T T T T ik T T £ T T s T 1 T T )
10° 10! 10? 10 10* 10° 10! 10? 10 10* 10° 10! 10? 10° 10*
Annexin V-FITC Annexin V-FITC Annexin V-FITC
miR-17-5p inhibitor miR-17-5p inhibitor+tGW9662
10¢ §0.72% 14.23% 104 {2-14% 25.17%
10°4 10° 4
E 102 E E 102 E
10'4 10' 4
o0 3.11% - 66.21% 6.48%
10° 10! 102 10° 10* 10° 10! 102 10 10*
Annexin V-FITC Annexin V-FITC

E2 FEHAECRATHIRADHE

Fig.2 Flow cytometry analysis of HAEC apoptosis in each group
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Ft 151, SODFH GSH-Pxi 4 F£{1% (P<0.05); 5 inhibitor NC
ZH EL#5¢ , miR-17-5p inhibitor4] HAEC 1 MDA & IS,
SODAIGSH-Pxi% P 7+ 51 (P<0.05); 5 miR-17-5p inhibitor
41 L4, miR-17-5p inhibitortGW96622HHAEC TMDA

&5, SODFIGSH-PxiE M FA K (P<0.05), W54,
2.6 & LHHAECH miR-17-5p. PPARyFABCAI
mRNA R T

5 control ALY, ox-LDLZ HAECH miR-17-

®2 BEHAECHTRELE
Table 2 Comparison of HAEC apoptosis rate in each group

o IR T %
Groups Cell apoptosis rate /%
Control 8.48+0.96

ox-LDL 36.23+3.89*
Inhibitor NC 37.26+3.95
miR-17-5p inhibitor 17.47+1.94"
miR-17-5p inhibitor+GW9662 30.4843.26

*P<0.05, HcontrolZHA LL; #P<0.05, Hinhibitor NCZHA Lb; #P<0.05, 5miR-17-5p inhibitorZL A LL .
*P<(.05 compared with control group; “P<0.05 compared with inhibitor NC group; “P<0.05 compared with miR-17-5p inhibitor group.

Control

miR-17-5p inhibitor

ox-LDL

miR-17-5p inhibitor+tGW9662

Inhibitor NC

B3 &HAHAECHMET, MR
Fig.3 Photographs of HAEC blood vessel formation in each group

3 BEHAECAMMER BB ELE

Table 3 Comparison of the number of blood vessel formation in HAEC cells in each group

v R
Groups The number of blood vessel formation
Control 9.86+1.32

ox-LDL 4.52+0.78*

Inhibitor NC 4.48+0.61

miR-17-5p inhibitor 8.13+1.02%

miR-17-5p inhibitor+GW9662 5.25+0.69%

*P<0.05, Hjcontrol A Lt; "P<0.05, Sinhibitor NCZHAH LL; “P<0.05, 5miR-17-5p inhibitorZHAH Lt -
*P<0.05 compared with control group; “P<0.05 compared with inhibitor NC group; “P<0.05 compared with miR-17-5p inhibitor group.
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#4 HAECHMDAZEKSOD. GSH-PxEME
Table 4 MDA content and SOD, GSH-Px activities in HAEC

éifips MDA SOD GSH-Px

Control 1.0240.11 1.05+0.11 1.0340.11
ox-LDL 6.36+0.67* 0.18+0.03* 0.14+0.02*
Inhibitor NC 6.42+0.68 0.19+0.03 0.15+0.03
miR-17-5p inhibitor 2.4140.25" 0.59+0.07* 0.53+0.06"
miR-17-5p inhibitor+GW9662 5.57+0.59% 0.32+0.04% 0.28+0.03%

*P<0.05, Sjcontrol A AH LL; “P<0.05, Sinhibitor NCZAH LL; “P<0.05, 5jmiR-17-5p inhibitorZHAH Lt .
*P<0.05 compared with control group; “P<0.05 compared with inhibitor NC group; “P<0.05 compared with miR-17-5p inhibitor group.

%5 HAECHmiR-17-5p. PPARyF1ABCAI mRNAZFIALLE
Table 5 Comparison of miR-17-5p, PPARy, ABCAI mRNA expression in HAEC

Pl

miR-17-5p PPARy ABCAI
Groups
Control 1.06+0.11 1.04+0.11 1.07+0.11
ox-LDL 3.64+0.37* 0.33+0.04* 0.29+0.03*
Inhibitor NC 3.55+0.38 0.32+0.04 0.30+0.04
miR-17-5p inhibitor 1.66+0.19* 0.67+0.07" 0.69+0.08"
miR-17-5p inhibitor+GW9662 1.63+0.17 0.48+0.06“ 0.46+0.05%

*P<0.05, HcontrolZHAH Lt; "P<0.05, Sinhibitor NCZHAHLL; “P<0.05, 5 miR-17-5p inhibitorZH4H tt .
*P<0.05 compared with control group; “P<0.05 compared with inhibitor NC group; “P<0.05 compared with miR-17-5p inhibitor group.

5p/KF- T, PPARyM ABCAI mRNAZIE /K BEAK
(P<0.05); Sinhibitor NCZH L #, miR-17-5p inhibitor
HAECH miR-17-5p7K-V-F#{X, PPARyAI ABCAI mRNA
FIE KN (P<0.05); 5 miR-17-5p inhibitorZH kb
%, miR-17-5p inhibitor+GW966221 HAECH' PPARy Al
ABCAI mRNAFKIL/KF-FEIK(P<0.05), WS-

2.7 RYAHAECH PPARY. ABCAIEHRIX
K

5 controlZl A8t , ox-LDL4 HAECH' PPARY.
ABCA 1% A FRIEKF K (P<0.05); 5 inhibitor
NCHL L%, miR-17-5p inhibitorZl HAECH' PPARY.
ABCA1% ARIEKFT+ 5 (P<0.05); 5 miR-17-
5p inhibitorZH Hb %%, miR-17-5p inhibitortGW9662
4 HAECH PPARY. ABCA1E A £ ik /K FEIK
(P<0.05), W4,

2.8 miR-17-5p5ABCAIRNEE X &

Starbase/) T &7~ miR-17-5p 5 ABCA1 B4 H Ak
Sia iy, W3 R E i A 45 SRR
5 ABCA1-WTAHI miR-NCHLH e Lb 5%, ABCA1-WT
A miR-17-5p mimicHt 4 YL HAEC)S , KOG RBFHIE
P B 8 [EAG(P<0.05), WLIEI5F126.

3 g
SRR A2 H 2k P AE [ R B = B
PG AR B 0E A o BN RE AR A O ML 005
SN B ) AT IR A, I P R AL TR A AN
R M BER TR, 7ESDIKORAERE AT B0 BE AR B
R R AR U, SRR R
FEIFFF ME R AR MR AR, 55
WRZHP . T8 WLAH AT A B A0 R R T 5% 12, I
BN R M RN E , TEGERR LA 5e B PRk 4 P
TR %O, 5 M B e, 1/ A R 48
M AE MR AR A LE R A3 SR E L ). FE LR 5
SR BKORAEREAL N BRBERL R IR 2R L2 5
FEBI K P B 40, A5 G DA R 5 28 A Ry ST A
REAFE 2RI N B 8RE P B2 A0 [ 1 J 4 M 2 A
PR B 240 [ 2 2 B 2 A AN AR AR A0,
SR, miR-17-5p2 etk sh ik ok REad 1L
IEDIAREY) , miR-171 2 5 3 BKOEAERE AL A OC 1 5
Pl miRNAZ — 1, BFFE R, pS3HKisift: 1Y) lincRNA-
p2 i i miR-17-5p, MM _Ei SIRT7K 5 153k
B R T A I A ST UL B P 3 i R R T e
circDENND 1Bl i il % miR-17-5p/ABCA 1 i it it fiH
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A: control group; B: ox-LDL group; C: inhibitor NC group; D: miR-17-5p inhibitor group; E: miR-17-5p inhibitor+GW9662 group. *P<0.05 compared

with control group; “P<0.05 compared with inhibitor NC group; “P<0.05 compared with miR-17-5p inhibitor group.
E4 HLHHAECHPPARy. ABCA1%E H{EH KR IIALLE
Fig.4 Comparison of PPARY and ABCA1 protein bands and expression in HAEC of each group

miR-17-5p  3' GAUGGACGUGACAUUCGUGAAAC 5’

ABCAI 5" GGCCCU - CAUUCCAAGCACUUUA 3’
E5 miR-17-5p 5ABCAISBIE)2E & 5L S TN
Fig.5 Prediction of target binding sites of miR-17-5p and ABCA1
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Table 6 Results of dual luciferase activity detection

Iy

ABCAI-WT ABCAI-MUT
Groups
miR-NC 1.06+0.11 1.07+0.12
miR-17-5p mimic 0.54+0.06 1.03+0.11
t 10.116 0.602
P 0.000 0.561

[ EE MR, 2 5 IL-1B 5 b AL /N BRAR A B2l ik
SREREALAE A1), LncRNA NEAT Lilfi it 4% miR-17-
Sp/ltchy E392 2 8 I HENG /0 B 1A (2 2E VR 240
HTE AN sh ik sk AR A 3 U A 78 R BHL, ox-LDL
%5 FEHAECHHYFE AR /1 FEAK, T2 A miR-17-5p
AETHE, A RO, 5 a7 AR TS U5
FEAMHIHAECHImIR-17-5p A 5, 4G TE AL /13,

JHT 2 PRI, EAL RO A H; 327, #HImiR-17-5p7K
“Ful Yk ox-LDL S THAECH: 1% -

PPARY/Z A% S AR SR IR 5L, & i i) 32
IEARE SHESER T2 —. E 2014 901 # &
P AR, PPARY U4 F B 75 i 7 40 i 434k o 2L A %
HAEF U BEFRIL, #4 F 2 IS Nef2/PPARY (S
FIEE, T RRL RS AT, 0 ox-LDLIf
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SRR B K P K 40 e Th RefRid 20, =B Fefe
PR A1k % ox-LDLE 3 (1) P 5 40 1 Dy e P i o 1
PPARY# 1% 1, MiR-33-5pitli i i 5 745 18 26 45 il A
ABCA VI L A Rz 48 i H 7 JIH R A AL 22T Star-
base /M T &I, miR-17-5p 5 ABCAIAEAE H AN & [X
. ABEFEH, ] miR-17-5pFik 5] ABCAIF
iEKCETE R, W] miR-17-5p ) [F I\ PPARy 5
PRI, HAECH PPARy. ABCAIZi5 /K F 4 il
WgARe SRR, RT3 T, EACSOEONE ; HXCR
R B IGAE S, miR-17-5p 5 ABCAI B AT HL[H]
KR, FRINH miR-17-5p/K V1] fgiE L (2 i PPARy
MIABCAIFE X, ¥ ox-LDL S (HAECH 1 -

25 b, miR-17-5pn] fe i@ i #0i] PPARY/ABCAL
{55 ML ox-LDLE S I HAECYH fE % . Ak
3542 7~ miR-17-5p 0] 6 i A 3k ok A 4 (1) ¥ 7 4
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