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(WE) BW Wit m 13T A B4 G s 20 (THP-1) R B ar i AW R BB E B in i E A Z SRR 4 6 a2
& B AUG1(ABCA1/G1)EZ R B B v, R E 3t miR-125a-3p F ik fn ) B B -1-88 BL 1K 3(S1PR3) & G KT eyl = HL4 . FiE MU
THP-1 B ER I AT R &, A R Al R4 ¥ E4 miR-125a-3p MWH A H HEGHH, b adsELLHRA
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BRI F-a(TNF-o) Tk KT, BB 52 A4 HE A 4 5 A% 20 B0 B 238 n R 4 0 & R 708 (P<0.05);TC.,
CE 7K-F 775 (P<0.05) ;M1 A B o 40 ffg 4% {0 42 & 7+ (P<0.05) 1L-6 IL-1B TNF-a K *F 7 & (P<0.05) ;miR-125a-3p SIPR3 mRNA
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miR-125a-3p . S1PR3 mRNA %3k T (P<0.05),ABCA1 ABCG1 & & k3 75 (P<0.05), G A 41 3%, % % £ 41 miR-125a-3p ¥
#7 4 IL-6  IL-1B \ TNF-a K F K (P<0.05), &5 %3 % 7 A 830 # THP-1 5 M B 7 40 38 ok b, HALH 7T 8 5 T8 miR-
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(Abstract] Objective To explore the effects of curcumin on foam cell formation and the expression of cholesterol efflux
proteins adenosine triphosphate-binding cassette transporter A1/G1 (ABCA1/G1) in human monocytic leukemia cell (THP-1)—derived
macrophages, as well as its regulatory mechanisms on miR-125a—3p expression and sphingosine—1—phosphate receptor 3 (S1PR3)
protein levels. Methods THP-1-derived macrophages were used as the research subject and divided into blank group, model group,
curcumin group, miR—125a-3p inhibitor group, and positive drug group. Except for the blank group, all groups were induced with
oxidized low—density lipoprotein (ox-LDL) to establish a foam cell model in THP-1-derived macrophages. After successful induction,
the blank and model groups were cultured in complete medium, while the curcumin, miR-125a-3p inhibitor, and positive drug
groups were co—cultured with curcumin, miR-125a-3p inhibitor, and atorvastatin calcium, respectively. Oil Red O staining was used
to observe cell morphology; enzymatic methods were used to determine intracellular total cholesterol (TC) and cholesterol ester (CE)
levels; flow cytometry was employed to assess macrophage polarization; RT—-qPCR was applied to measure intracellular miR—125a—
3p and S1PR3 mRNA expression levels; Western blot was used to test the protein expression levels of SIPR3, ABCA1, and
ABCG]I; and ELISA was used to determine the levels of inflammatory cytokines interleukin (IL)-6, IL-1B, and tumor necrosis factor—o
(TNF—o). Results Compared with the blank group, the model group showed a significant increase in intracellular orange—red lipid
droplets and foam cell formation rate (P<0.05); elevated TC and CE levels (P<0.05); increased M1 macrophage polarization (P<0.05);
increased levels of 11-6, IL-1B3, and TNF-a (P<005); upregulated expression of miR-125a-3p and SIPR3 mRNA (P<005); and decreased
protein expression of ABCA1 and ABCG1 (P<0.05). Compared with the model group, the curcumin, miR-125a-3p inhibitor, and
positive drug groups showed significantly reduced intracellular orange-red lipid droplets and foam cell formation rate (P<0.05);
decreased TC, CE, and cholesterol esterification rate (P<005); increased M2 macrophage polarization (P<005); downregulated expression
of miR-125a-3p and SIPR3 mRNA (P<0.05); and increased protein expression of ABCA1 and ABCG1 (P<0.05). Compared with the
model group, the curcumin and miR-125a-3p inhibitor groups also exhibited reduced levels of IL-6, IL-1B, and TNF-a (P<0.05).
Conclusion Curcumin can effectively inhibit foam cell formation in THP-1-derived macrophages. Its mechanism may be related to
downregulation of miR-125a—-3p expression, reduction of SIPR3 overexpression, and subsequent upregulation of the cholesterol
efflux proteins ABCA1/G1.

(Keywords) curcumin; THP-1-derived macrophage; macrophage; foam cell formation; sphingosine—1-phosphate receptor
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low—density lipoprotein, ox—-LDL)Z:&MilEE 115 &
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RFRTTE, PRI, AR 22 IV 240 A PN O T s oy o
V6L VR 200 BT B 98/ B K RE i T OAR, XoF I PR B
1 AS BAEEE X

JE %5 RNA (non—coding RNA, ncRNA)7E AS

5> I AR ) RNA (microRNA,
miRNA)JEKJE N 18~25 MZAFIR b L sFhrYE
2t RNA A HFZEUERT, miR-125a-3p iy AS (It
K2  7E ox-LDL i3 B A5 miR-125a-3p
A S PO TR A A0 B bk T 4 AR -2 BRI
(B-cell lymphoma 2, Bel-2) B 74k L DA [ Lt
-1 - R
ceptor 3, SIPR3)[AYZKIE , fEi N Bz 4L T 41 )
DA Rz 4 A K T st R R 5 0 i 9 TR T A 56 3
PRIERTR TS5 AS i 0 BRGE AR, i -
1-B§RAZ 1K (sphingosine—1-phosphate receptor, SIPR)
JE—Fh G HE HBELZ 14, HAF SIPR1 . SIPR2 S1PR3
S1PR4 11 S1PRS 3t 5 NP A, Ho o 5 1 S - 1 -
fi2t (sphingosine—1—phosphate, S1P)%% & K5I HEME
FHS BHTAFFEIESE , SIPR3 18 E Wit b vl i i &2

25 & 3 (sphingosine—1—-phosphate re-
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FRHLIR T P02 RH RSN HE Y SCHAR 1 = W
LEE-EHHEEN AIG1(ATP-binding cassette transporter
A1/G1, ABCA1/G1) ik I IR LA ReT, 22
RN M B AR M IR SFAL G2 )
T I Z BB, BTG I G828 1 ER 55
U, AR, B it — DR T 2 MR ERE
IRz AR, R R BAA
% AL U4l i i VE R , B
FIH] miRNA ZHEHT AS VR, $7n HRAAE A0 i
EITRIT 2 I TE M E

AT LA BRI ik . 20
RA T AS R HALH AT B85 miR-125a-3p/
SIPR3 44 [ W 4t it JIF [ e S 2 DI AH G, I 95 K
KHHEIZ TR I ABCAL FIl ABCGI

1 ##
1.1 ZAREkk

N EAZ AN A MU A0 (human monocytic leuk-
emia cell line, THP-1)4UfIERIA F B ICE #5584 iy
BHE A FRA ] (45 CL-0233)

12 FEHRSRF

FHZ BIENE (phorbol ester, PMA) (Z5E Am-
Beed A H) , #1L5 : A147405-AR0  A175370-QQ7) ; A
ox—LDL(J M2 AE PR A7 R A |, ik . YB-
002) ; BCA & 1A vk i I 52 70 & (eI B8 4 R A2 )
BHEA R L 5 62026-200T) ;miR-125a-3pill
FF O N B A R PR A R 415 . Y0217) 5
2L 0 Yetrisnl & (AU R ERHTA R A A it
G1262);CD86 Hifk .CD206 HifAk (3£ [ eBioscienceZy
AL S . 17-2069-42  12-0869-42) ; FLEHT ABCAL
Pk P SIPR3 HLfk Bt ABCG1 Hilk (FEE Ab-
cam 23 7], 1t 5 :ab18180 ,GB23303 ,ab52617 ) ; H I
PUH 0 -3 - 8 M U1 (glyceraldehyde —3 —phos-
phate dehydrogenase, GAPDH)#i/A (I FE 4k /R 4=
WIRHE A BR S |, #E5. GB15002) 5 40 A/ % (in-
terleukin, 1L)-6 IL~1B JJEIAFELH F—a(tumor necro-
sis factor—a, TNF—a)ELISA 17 & ( FIsFIA 52 A
MR #E5 . 260107B05 . 260107A12 ,260107B10) ,
1.3 FEME

CO, $5 5548 ( L —TER AL A R A |, A

5 : BNP-150CH) ; 4t {3+ 043 (R YN 7 3 UK T i
B A R, HS . C100-SE) ; BEFR Y (BRI AL
AR AR A FRA R, B . RT-6100) 5 20t
PCR X (3£ BioRad A ], #5 . CFX Connect) ,
2 Fik
2.1 THP-1 #AREEE3R K THP-1 B BNk 4H A5
Sait

Fic 1 10% a4 M7 (fetal bovine serum, FBS) .
B 1% T E -T2 1Y RPMI-1640 15350, K 4n il
BFEFRED, T 37 °C.5%CO, WG F-46 P H HLE:
Fi B 2.5 R 1R, Fraifd: K 2= x04dm s ik
LM A &7 120 nmol/L. PMA Y5845 37 5L 4k
ZEEE 48 h, LIS THP-1 4ok B i
22 YT H R AR

W30 T 22 8 R 5 PR AT T S R R 4 i T
T I E AN (dimethyl sulfoxide, DMSO)H, Bt il A
50 mmol/L BIRAFI, T-20 CHEAT, (T 77
B R 2 T v BE | JT B AR 15 5 b DMSO Y £
WL <0.1%, PIREAAMIAR N 13107/ mL, $ZBEAL 1x
10* SR 2 96 FLAR , 75 37 °C 5%CO0, H5574H
HSCE 48 h ANMEINGEE . BES , S50 R EA R
[ 2k BF 258525 (0,5.10.20.,40 .80 pmol/L) BT+
AT T45(0.5.10,20,40.80 wmol/L) ) RPMI-1640
W AR, k255 24 h, BRLIA 10 pl. CCK-8 %
WBEE 4 h 5, SIS U AR E OB RE LI
F ARG M, 38 1% R S SR S BT 259
TG FLR I, DAHERR DA 25 Wit R A S it 22
2.3 THP-1 iE1% E 4 A ik R B iE S & 52
%, 2]

W5 THP-1 451k B WAL | 73 2 A
H ORI FTRA miR-125a-3p M40 . BH
PEZYIZ . BR2S LA B AR 2 B 57 R T 4 ol
50 pg/mL ox-LDL AYJCMLIE RPMI-1640 557, T
37 C.5%CO, i FR AP L EIET 4 h, 4L 0 e
AL 240 i PR A7 21 ORI B, B 7R AR B I S i)
PR S NN G, 22 8 A miR-125a-3p M5
21 BHPEZGH 53 5T DL 20 wmol /L 328 RIH I .
50 nmol/L. miR-125a-3p #HIFIF .10 wmol/L Bif
FEAABTTES LR 5% 48 h,
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2.4 M4 O FEINERMAT R RNE

THP-1 4RI/ T s , 555 L IEH,
i FH PBS #hk 3 UK, BHIK 5 min, 4% 5 WP RS [E 2
30 min, B FWLEAH IR A5 A8 | o DA 4t 1 2 R
I, [ S ATMAT O Y@@ 10 min, 57N
PO R 10 s, PBS w3 WK, HmE A, ik
TRER RN =5 AR L1 €5 UKL 1 48 i )
FEALIARZINL , FEREARBEALIEEL 10 SREFHEA T
B, 53 A0 SR R R A0 B A SR IR IR LU &
TR A Y B0 IR A T R (%) = (3l
TR AN B A0 ) x100%
2.5 #iaMREEEE & =ilE

VB IT o 20 T HUS | WO 4 M #eiaR) &
VEAA A3 Ab 3 2 R G U A5 I e RO B THARLR
JH[E B (total cholesterol, TC) JIH [ [ ( cholesterol
ester, CE) & i, I [EMR {5 =(CE/TC)x100%
2.6 RT-PCR % # U 40 B miR -125a-3p,SIPR3
mRNA RiZE

K H Trizol ¥R HUEEAS B RNA, U1 pg &
RNA S 73855 5% N, DL ) E 4R DNA (comple-
mentary DNA, cDNA)#FAT H BG4 e il 2545
Y cDNA #17 PCR 4714, 58 UG T DEEE 7 PCR
A SR, A RS #EA T S I e 2 4y
MrAngE g it SR A 27440 g i 48 H A3k R G Rk
i, ST AIIE 1,
2.7 FH ARG B % AR oK

WAL AL AN, I T0PA 1 PBS PRI 2 WK,
INAZENARICHT CD86 HLik, T 4 CHOCAAI FiE
30 min, JOE5HG , FH PBS BRI 2 Yk K R4
HET 1 mLAIEER T, T 4 CEOGREE 30 min,
[P 5 T 0 3 25 AT WL, 1) A A A L DT Th
T LB B T ARG, 95 30 min, 250524000
VE , TG L8 BB R A 2 W, ) 40 R I v

AFSEHRICH CD206 Hilk, T 4 CHEOGFAM TN E
30 min, FHREOZE RIS TEAINI 3 U5, A 200 pL
Yo 2% i E R A, LS

2.8 Western blot # il SIPR3,ABCA1,ABCG1 &
HRIE

PRI R, AR Y dx T b S
£ (sodium dodecyl sulfate, SDS) b FEZE i , IR
A HIREEAE P 5 min, SDS — 5 75 4 it 2 (poly-
acrylamide, PAGE )#&E I HL UK J5 5% % 2 PVDF JiE I
5% R AW I B 2 h, AR B (1 S1PR3
(1:4 000) , ABCA1(1:200) . ABCG1(1:1 000)Ff14eht
GAPDH(1:3 000)—¥%,4 CrkAHid#, TBST Pk
10 min, EE 3 W IMAF R ) —HT(1:5 000),
FIRIFE 1 h, TBST ¥4 10 min, B 3 K KFUEAR
Ja ) PVDF A ECL &GRS/, U0 1 min,
A RICA T W3 € B AT i AT
#4, K AlphaEaseFC 6.0 B/ FACHE R G850 HARSc
G BEAA
2.9 ELISA #&] 1L-6 ,1L-1B , TNF-a FRi%

WA AR AS A3 i A AL =S AL
EREAAL ARE LI AR R BEEARAE S 50 L, 28
FIFL A AARAS TR BRSO WL, BEASFL I A FR I RE A
50 pLo BRZS FALAR, &SLINA 50 pL AEWR Lt
JR IRAEER, 37 CHLFE 60 min, PEi&, FFLINA
50 wL EEbRAEAIZ, BRE 37 CIER 30 min, PEKS
W, WOGEMET 37 OFFF 15 min Ji7, BFLAIIA 50 pL
R, T 15 min NFE 450 nm JEK FIERFL ODIHE.,
2.10 GEItESH

K JH SPSS 25.0 GEit 2 A A ], 5 R DL “ws”
FR R BORES R RS A Hy 22550, £
2 [A] S48 LU AR I B R 3R T 22 93 W, 2 1B W 79 L
K LSD 5 5 5 B0 ANt 2 IR S HES | SR HIAE S 4L
K, LA P<0.05 RonEFAGIFE L,

£ 1 U6.miR-125a-3p GAPDH . S1PR3 EE 3|#1F 5l
Table 1 Primer sequences for U6, miR-125a-3p, GAPDH, and S1PR3

EIL/EN EAF51(5-3) Bl P51 (5°-37) KB /bp
U6 CTCGCTTCGGCAGCACA AACGCTTCACGAATTTGCGT 94
miR-125a-3p ACACTCCAGCTGGGACAGGTGAGGTTCTTG TGGTGTCGTGGAGTCG 65
GAPDH GGAAGCTTGTCATCAATGGAAATC TGATGACCCTTTTGGCTCCC 168
S1PR3 CCTCTACGCACGCATCTACTTC AACACGCTCACCACAATCACC 117
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3 R 0.05), SHEIRI HHE, 2 KA miR-125a-3p i)

- RV B2 R A R (P<0.05 ).
31 EER FHEHRMTHRRSERNER 5 B 2R L, 2 B 2R LR TR I T WA

50 pmol/L R HH,5.10,20.40 pmol/L.3E
B ZE AN PETC B3 5 (P>0.05),80 wmol/LZE#
Ffd THP-1 ELEAHAfE M FRE(P<005), 5 0 pumol/L
BB A TT 5 82 ,5.10,20 ,40 .80 pumol/L R FE£k
b7 T X AR T P T B SR (P>0.05) o FEILE 1,
S5 S0 A SCHRAIFFE 45 R 159 B DA B R Ik
F£ 20 pmol/L BT FEAAMTT £5 ¥ B 10 pumol /L 2k 5
L b7 3 A (Sl AR 2 W AU B S T

1.5+ 1.5-
1.0 #* 1.0
g o
a [=]
(o] [¢]
0.5- 0.5
0.0- . : 0.0- ; : :
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£#%E (umol/L) FHEH M T4S (nmol /L)

1 AEKEZER FTREAMIT IS 4ME R #20
(x+s,n=6)
Fig.1 Effects of varying concentrations of curcumin and

atorvastatin calcium on cell viability (x£s, n=6)

H: 50 pwmol/L 2 & HAL, #P<0.05,

3.2 HBAMHLI O LBRETURLER

Ha A i, BRI 2R A miR-125a-
3p FHIFI AL | P 25 4 2 40 P9 2 mT DK R G 41 €6
ORL ; SRR LA, 22 i R A miR-125a-3p 14l
TRV | BE P 245 0 2 200 i A A7 20 6 SR 8 2 0
TEULIE 2,
3.3 RBAMBEFMME K ERLE

Ha A i, BRI Z R A miR-125a-
3p PIHIFAIZH | FE 259 41 1 TR 40 M T LR B i (P<

REARIZ

s
o
H]?

LHRH

(P<0.05) ,miR—125a-3p 1§ 3 41 16 VK 240 i B 1 2%
JHE (P<0.05) . FEULE 3,
3.4 HEMEEABEERKFILE

FERIZH CE/TC>50% , R IR il il ), 525
FIZH b AR 2 228 R 4 miR-125a-3p il
H BATEZHI4H TC .CE .CE/TC FHE (P<0.05), S
RIZH AT, 22 B K4 .miR-125a-3p 174 FHE
2540 TC .CE CE/TC /K-FF#{K (P<0.05) . S BHTEZY
VI i, 2635 R 4 TC .CE . CE/TC F&fi% , miR-125a—
3p HIHIFILL TC .CE .CE/TC THE (P<0.05) . PEILE2,
3.5 HBAMAN miR-125a-3p,SIPR3 mRNA FRKikk
TEeEs

5 A i BRI 2284 \miR-125a-3p
THRIFILL PEEZ 840 miR-125a-3p .S1PR3 mRNA
FIRKFTH R (P<0.05) , SRR LU#, 268 R4
miR-125a-3p Ml 2H  FHPEZ5 ) 2H miR-125a-3p
SIPR3 mRNA FA/AF- IR (P<0.05), 5L )
A, R A .miR-125a-3p IHIFIZH miR-125a-
3p RIEKFEREAR (P<0.05) , 2 ¥ Z 41 SIPR3 mRNA
FEIRIKTREE (P<0.05) ,miR-125a-3p HIIFI2HS1PR3
mRNA FRIRIKF- T+ (P<0.05) . THEILER 3,
3.6 HHAMEEEMERLATFILE

Has g, Bl £ R4 miR-125a-
3p IR AL | BEPE 254 41 g 40 AR £k O i DL M
Ry A2, M2 T W20 AR Ak KRR IR (P<0.05) . 5
BRI LR, 2B 3R miR—125a-3p 4l 50 41 = it
A0 M2 BB AL REE T R (P<0.05) . S BTG4
Feis, 2 R 4 \miR-125a-3p #5720 M2 29K Ak
FEREETHR (P<0.05), WL 4 K 4,

-t
L
- ".l

miR-125a-3p M7 2H FH 254

2 JHEMMHL O FBE (x400)
Fig.2 Oil Red O staining images in each group of cells (x400)
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Fig.3 Comparison of foam cell formation rates among
different groups of cells (x+s, n=6)
A 4 BARIZ ; C TR ; D.miR-125a-3p Mkl 2H ; E.FH
2L, 525 LR, *P<0.05; S L4, *P<0.05; 5 H
PN LA, “P<0.05,

x2 HHEMIAEEEEKTLLE (vas,n=4)
Table 2 Comparison of cholesterol levels among

different groups of cells (x+s, n=4)

2157 TC/(mmol/g) CE/(mmol/g) CE/TC/%

234 154006  0.38+0.04  25.1022.70

HEAIZH 4.40+0.10%  2.75+0.12%  62.52+1.75%
FHRA 2.84+0.06%" 0.93+0.01%* 32.82+1.28%"
miR-125a-3p ML 3.19+0.07+ 1.39+0.04%** 43.70+0.73***
FHPEZ5 20 2.85+0.09%  1.09+0.04**  38.36+2.07*"

R 3 BHAME miR-125a-3p.SIPR3 mRNA FiAKFELLE
(x+s,n=4)
Table 3 Comparison of miR-125a-3p and S1PR3 mRNA

expression levels among different groups of cells (x+s, n=4)

25 miR-125a-3p mRNA  SIPR3 mRNA
ZFHA 1.17+0.04 1.03+0.10
TEAULH 3.19+0.12% 1.50+0.05%*
LWRA 1.59+0.02+# 1.18+0.02%
miR-125a-3p M40 1.70+£0.26%# 1.38+0.03%#
PR 2520 2.1540.24%" 1.310.02%*

. 525 HA R, #P<0.05; SR FL S, P<0.05; S5 BH 254
A HEs, 2P<0.05,

®4 BHEAMEEAMERLAKTLILE (vts,n=4)
Table 4 Comparison of macrophage polarization levels

among different groups of cells (x+s, n=4)

2031 M2/M1
ZHA 3.28+0.92
FERIZ 0.26+0.04
FHRA 1.08+0.05%+
miR-125a-3p M52 0.45+0.06%
PR 25920 0.33+0.05%

T 525 AL LA, #P<0.05; SH 4 3R, 'P<0.05 ; 5 BHME 254
20 He#s, 2P<0.05,

57 AL 3, #P<0.05 ; SRR b4, *P<0.05 ; 5 B 259
2 Hds, 2P<0.05,
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Fig.4 Comparison of macrophage polarization levels among different groups of cells
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3.7 &KLY SIPR3,ABCAI,ABCGI EARIEK
T3

Ha P i, BRI R A miR-125a-
3p IR 4L PR 25 02 SIPR3 ik K E T,
ABCA1 ABCG1 FRiEIKF-FER (P<0.05), HHEIAIZ
ok, W R A miR-125a-3p MFIFI4L  BHPEZE )
20 S1PR3 ik K F-FE(K ,ABCA1 ,ABCG1 FKik/KF-
T4 (P<0.05) . HFAYEZS Y4 LA, 2283 4 S1PR3
FIRIKER#AK , ABCAL  ABCG1 ik K TH 5 (P<
0.05) ;miR—125a-3p Pl 57 20 S1PR3 3K ik /KF- Tt
=, ABCA1 ABCG1 FIEKFFEAL(P<0.05) , T UL
5.%5,

GAPDH 36 kDa

ABCA| CEEED ews gD ew=s e 254 kDa
GAPDH cums eame eane em» emme 36 kDa

ABCG] @S ces Gmms cwsms ewws 1]0kDa

GAPDH «ie «® em» e e 36 kDa
A B C D E

5 HEYA SIPR3,ABCAIABCGI EARIEETHE
(x+s,n=3)

Fig.5 Protein expression bands of S1IPR3, ABCAI1, and
ABCG1 in each group of cells (x+s, n=3)
A AL BATRAL C.EBR AL D.miR-125a-3p 541 ;

E.FHPE25 40

3.8 JAMAE IL-6.11-1B . TNF-a RikKFELLE
a5 2 A BRI 2R A miR-125a-
3p I BHPEZ 4 1L-6 IL-18 . TNF-a 7K F
Y8 (P<0.05), SR g, 28 E 4 miR-
125a-3p $MHIFI2H 1L-6 IL-1B TNF-a FEik K[
% (P<0.05), P 2514 TNF-o 3635 7K R A% (P<
0.05), SIRMEZSL LE, MR A miR-125a-3p

®5 BEMH SIPR3ABCAIABCG1 EARIEKFILE
(x+s,n=3)
Table 5 Comparison of SIPR3, ABCA1, and ABCG1 protein

expression levels among different groups of cells (x+s, n=3)

4151 SIPR3/GAPDH ABCA1/GAPDH ABCG1/GAPDH
ZS 4l 0.4410.17 1.220.07 1.150.07
FEAIZH 0.99+0.28%  0.39+0.04* 0.45+0.06*
FWRA 0.60£0.01%**  0.960.1%* 0.9620.07+
miR-125a-3p fMHIFIZE  0.80+0.11+2  0.66+0.09+* 0.710.06%*>
FRYEZH20 0.70+0.19%*  0.79+0.08+* 0.81+0.07**

575 FHALHEL, #P<0.05; S AR L3, *P<0.05; 5 B 25
2 b8, “P<0.05,

HIFIHIL-6 TL—1B .\ TNF—a ik K F K (P<
0.05), L% 6,
4 it

AS J&— LBl K BE i 5 0 AR RIS M 58 0 S Ry
AR, Th R OGR4, (EAR S FLIG R 3L,
ARG LA T T O WL 0o 9 A, A
FRAIL AR I REL I bk , 5 B B 2 i i B A s
AL RAEFRIS A

TR AARTE B2 AS A U DGR (e, BT B
SR, SIPR3 25 1 S e A8 2 B 1 -BE R 7E. AS
SRE N A7 A €, ) AT EL R A
BT AS S HERR B R A 2 F 2 5
6] 52 2 s 10 a1 R I T 285 vy R A T
ABCA1,ABCG1 Z555iz 8 1™, ABCA1/G1 YT E
-S4 N i T B IR ) B 2 1 A-I(apolipop-
rotein A-I, ApoA-1) Mt , ST WKt A 1 B—re 26 B
JEEE A JEAE B 40 1 BUE 1 RS2 4K (scavenger re-
ceptor class B type I, SR-B1) B HRBI T 45 1k A il
R NEHE 11221, ABCAT/ABCG A5 fb JIE [ st
AR A P R 30 48 L 0RO A IR L A B T
VA P 2o T 1 B S HE Hh AR A1, AT R ATR AS 19
RS2,

*F6 HBHAMAIL-611-18 . TNF-a FikKFELEE (v+s,n=6,pg/mL)
Table 6 Comparison of IL-6, IL-1B, and TNF-a expression levels among different groups of cells (x+s, n=6, pg/mL)

205 IL-6 IL-1B TNF-«
=E 288.96+62.35 715.51+108.44 503.10+£58.33
HEARIZH 825.29+34.96* 2 077.62+122.37* 1 246.04+24.30%
FWRA 612.25+16.01% 1 245.20+109.52% 796.04+118.03*

miR-125a-3p 7] 4H 675.47+60.59%+ 1 629.47+70.50%+ 942.28+38.27%+
FH 2520 715.46+43.34% 1 953.13+76.17* 1 063.45£40.07+*

558 A L, #P<0.05; SR 4E Lh i, *P<0.05 5 S5 BH 25 40 Lh 3k, 2P<0.05
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WF5E & B, miR—125a—3p #] HE 8 i #1 ] 8 45
SIPR3 KikZ 5 AS #FE, 7E AS W FL b miR-
125a-3p/S1PR3 i T 4% A ¥ kB (nuclear factor—
kB, NF-kB) {5 5 g>2 fefd TNF-o IL-6 KIL-
1B SGRAERFRER, I ABCAVABCG1 2k, [A]H
T SR AE 2 7 -5 BELAIE [ A e , T B PR AR,
TE AS Pk DX BV IR A A R ARG I 3 A o 1A /40
BURSGR AR TE K- T R A 41 1 AYE IE
Fe3Z 1A (scavenger receptor class A type I, SR-A1)
Feik L HA- SR B B G TE  1fi ABCA1/GL 4
SONARETESMIERE ) TR, R BRI E & T,
R, T ¥l miR—125a-3p/S1PR3 {554l ][] B 41 1l
SORE AL HEH [ BE AN, R s ks R AL IR T 5
T A L B

FW R RR WM BZE MY, B B i
9 PUAAL SR IR AR R, BUA IR R
B, 258 EAENS 1 ABCAT ApoA—I FEiAP T ox—
LDL 5 3 A3 TR A B WA i rh A T X 3244 (liver X
receptor, LXR)-ABCA1/SR-BI 3 4 , fie i 5. 15 2 ity
JIE [ B AN , DR YL TR AR BT R, ASF5E DA miR—
125a-3p/S1PR3 f51+) 22 2 = il B Wi 4 v UK £k
(5 FHLH, SCEREE R BN, 28 ox-LDL 53 J5 , A%
AU ZH B EAI i P miR—125a-3p 5 SIPR3 ik 3
Fhiss , 4HAEA TC ,CE 7K T B I [ B fb 238 1 2 T
PR MR R INR] 228 R T BT AR M miR-
125a-3p M S1IPR3 BRI, [l sk L= 308 JIE [ B A 3 O
B ABCAL 5 ABCG1 /K-, B Z &K TC .CE
B S H R AL miR—125a-3p 541 5 50
IR Ak, 5 22 5 R 0] BEIE 4] miR-125a-3p (W3R
ik, BEI R HAE A S1IPR3, [ ABCA1/ABCG1 4
S AR EEAN IR IR R B L

AHIFFE KB, 2 5 F AR AN R AR A
MR T HIRR I BN, SLRas R, 2
WE T WA B 48 5 THP-1 JEM: B W40 i b M2
PUARFADAE ], [ M1 AR AR, T4
it - 1L-6 IL—1B . TNF—a AR, A4, miR—
125a-3p Ml I LB SRR AL M2 30 M1 Kedit
REGDE , R 3 HF miR-125a-3p/S1PR3
FE VR B 20 M AR Ak 7 ) B R DGR E A
I EZERN BB R 2R A6
3 o R [ A 2 AT S Bl A S L A i ] e 6 e A
Ak,

AN  AHIFSE LABTHFEAAT T 15 A BRI BB
W5 07 HAT W 4 I A QU 42 Kot R BRI 2
ARWFFEEE R W BT A T 78 B ARG T IO AR 2
S E TR A AN TNF—o0 7718 S/ HH B AR, (0 588
RUAH oA, HoXE 1L-6  IL—18 KSR G B 35 2%
S X T RES 25Uk BE VR TS T) B4R i S B S 1
AKX

ZE L TIR , 2 E AT RN S THP-1 A
AR, WA NAR A, HALS S T
miR-125a-3p S1PR3 &k, v b & 0 [ s o &
F ABCA1 5 ABCG1 /K-, FFAE it B 4R At ] M247t
RFERIWACA K, FIRGRA B TR LB R AS
B0 TR, AL miR—125a-3p/S1PR3 il g 4 A5 Y
AS TR SR A HLSARE , 78 Ry v = 25 A AL 5
PRS2 IR T ICU0 S S S I A A T
miR-125a-3p/S1PR3 X I [ B 4 i B & ) 265 1)
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