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(ME] BH #Z3ALH THP 1 E¥mREA KM, 2> M 944K EEG [ (COPT)# «COP L
AEBIEESG A-l(aopA-DA-Fikmp e B B A kS P4 RA, Fix KA LS (PMA)#$ THP-1
o Nk B2 (PMA 28) )5 e N LA B E IS & & (Ac-LDL) , & 5 THP-1 E % m R M8 R fm o 42 A4 (Ac-LDL
), s ah E e N apoA-1 £33 apoA-1 e, RARKNETHE EFmis O & EHAN apoA-1 ~F 698
A fe B BEAE R A M AGIERE R, B %K EE PCR(qPCR) \ & & %72 ¥ it (Western blot) %
Fo ik R R BB K L o-COP 89 & A4 L., A Scrambled shRNA(Scr 48) ,a-COP shRNA (a-
COP shRNA £8) 1 5% & & # apoA-1 A~F#) THP-1 E &t o R M@ K ie, o F#H o« COP £k sbi K in
fle [ B A B e dm e 12 B BE K R 69w L a8 A O 2R B AL I A g B 41k 4B X & & (ADFP) #= iz
B B2 484t Fillipin [l A2 9K £, £ GEO K IE &, 5 M R R A S bk BAERALBEH 0 22 F o-COP 89 K& KT
25, R 5 AcLDL A% ,apoA-1 B A m BB AL E2W B 4S9, 770,79 % vs. (2. 74+
0.37)%,P<C0.001];3h4 O & 2 7 ,apoA-1 B KM AT E 44 AcLDL A8 V., apoA-1 A8k
JE A «-COP mRNA #83¢ & & K F & Ac-LLDL 284 & (P <{0. 001),a-COP & & & ik K F 49 F (P <<0.001),
% HIRE 5 M R sapoA-1 4 o-COP #) F 39 % K 5% 48 Ac-LDL 289t & ., shRNA Uk « COP Rk KT 5,
5 Scr 283642 ,a-COP shRNA 48K 2 I M apoA-1 A5 49 12 B B2 % B & 4K (P <<0. 05) , % 12 B] 8% K -F 3 Im
(P<C0.001), % Scr ZA¥%,0-COP shRNA 288K 2n# ) ADFP # 4 & 3 56 3% & 3% #m (P <<0. 05) , Filipin [l
I E R RBELIEM(P<0.01), GEO & E AL R AN . AR BRI E AR P «COP mRNA £ ik
K AR T BT S B4 4R, BB B B0 Sh Ak o AR R AL B 3 21 27 o-COP mRNA & ik /K P A% T 7 20 301 3h Bk %5 4% A0 AL 52
BB (P<<0.05), £ «COP A5 7T apoA-1 A S0 kmmp e BB EER, F#H «COP ik 2§ 5%
Aam o fe B B SN Y, m e A g R E ARG m
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Study on the role of coatomer protein | in apolipoprotein

A-1-mediated cholesterol efflux from foam cells
HONG Weitao ,ZHANG Feilong , HUANG Jie ,LIANG Yumin ,CHEN Gengji  CHEN Xiaojia ,
MA Weilie ,DING Hang ,ZHANG Zhizhen”
(School of Basic Medical Sciences sGuangdong Medical University ,
Dongguan ,Guangdong 523808,China)

[Abstract] Objective To establish a human monocytic THP-1 macrophage-derived foam cell model and
analyze the role of the « subunit of coatomer protein [ (a-COP) in apolipoprotein A-1 (apoA-1)-mediated
cholesterol efflux from foam cells. Methods THP-1 cells were induced to adhere using PMA (PMA group) .,
followed by treatment with acetylated low-density lipoprotein (Ac-LLDL) to generate macrophage-derived foam
cells (Ac-LDL group). Subsequent incubation with apoA-1 formed the apoA-1 group. Cholesterol efflux rates
mediated by apoA-1 and intracellular lipid accumulation were quantified through liquid scintillation counting
and oil red O staining. The expression patterns of a-COP were systematically analyzed using quantitative real-
time PCR (qPCR), Western blotting, and laser scanning confocal microscopy. THP-1 macrophage-derived
foam cells mediated by apoA-1 were transduced with scrambled shRNA (Scr group) or a-COP-specific shRNA
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lentivirus (a-COP shRNA group) to assess the effects of a-COP knockdown on cholesterol efflux efficiency
and total cellular cholesterol content. Subcellular localization of adipopoilin (ADFP) and cholesterol probe Fil-
ipin [l staining patterns were visualized via laser scanning confocal microscopy. Bioinformatics analysis of a-
COP expression profiles in carotid atherosclerotic plaques was performed using datasets from the GEO data-
base. Results Compared with the Ac-LDL group,the cholesterol efflux rate in the apoA-1 group was signifi-
cantly increased [ (9.7740.79) % wvs. (2.74=+0.37) % ,P<C0.001]. Oil red O staining demonstrated reduced
lipid accumulation in foam cells of the apoA-1 group compared with the Ac-LLDL group. The relative mRNA
expression level of a-COP in the apoA-1 group was significantly higher than that in the Ac-LDL group (P <<
0.001) ,with corresponding elevation in protein expression (P <C0.001). Fluorescence intensity analysis re-
vealed increased mean fluorescence intensity of a-COP in the apoA-1 group compared with the Ac-LDL group.
Following a-COP knockdown by shRNA, the apoA-1-mediated cholesterol efflux rate was significantly de-
creased (P<C0.05) and total intracellular cholesterol levels were increased (P <C0. 001) in the a-COP shRNA
group compared with the Scr group. The a-COP shRNA group exhibited enhanced red fluorescence intensity of
ADFP (P<C0.05) and increased blue fluorescence intensity of Filipin [l (P <C0. 01) compared with the Scr
group. Database analysis indicated that a-COP mRNA expression was lower in carotid atherosclerotic plaques
than in normal arterial tissues, with reduced expression in advanced-stage plaques compared with early-stage
plaques (P <C0. 05). Conclusion

and interference with a-COP expression results in reduced cholesterol efflux and increased intracellular lipid

a-COP participates in apoA-1-mediated cholesterol efflux from foam cells,

accumulation.

[ Key words]

Bk ok o A A P O o A R A TR e R AR
o PR o T B9 R AR A 2 0 ML R O T B
HRACHE . 7E S koo R B Ak BE B IR A 0T B L Bh
bk A Bz 24 i AL [ e iod B R AR LT B UK A i 2 L K e
TR A 56 B AL TR RA [ B3 A 598 (reverse cho-
lesterol transport, RCT) & 42 #% I\ N & A 5 B 41 JE
P Z A0 E B EZHLH . RCT 42 M ik 4n
JEL A 35 1] Bz i SR REU A L[ i 2 U o R AT R R R
TR 1 S B A TR 02 1= %% % I 2 11 (high-density lipopro-
tein, HDL) if i 2% I 2 1 Capolipoprotein, apoA) 41
S A 0 VA A0 B PN A L AR I

XI5 8 1 A-1 Capolipoprotein A-1, apoA-1) &
HDL 9 328 11 073 » apoA-1 547 F 9 7K 40 g Ji |
1) 32 KA T AR TS A sh 40 i A5 =5 5% S AR R T N
F R [ e 2 43 0 96 900 I X ol s B A M AL Ak
K 1 (coat protein 1 ,COP )3 54 KK
COP I %361 7T #8545 85 11 A 5 DT 16 75 21 S5 14K 33 1)
Feim BN TN I 3 R R A REE % 1) ) 3 ) 3 ] A
WS . WA HHRGE . COP T #9155 & 11 Al
Il I DA P J5R 19X 1 R AR 4 I s . iRl sh
) COP T J& H oCOP, B-COP, B'-COP, y-COP, -
COP.e-COP 1 ¢-COP 7 AN EIE M & 447, 41 i
N ADP-# B8 3£ 4k [ -7 1 CADP-ribosylation factor
1L, ARFD#4 COP | #¥0 i 1. #H1LHy ARF1 5
B-COP W3 25 4, Jf 55 4 i A Bk 1k 2 11 41 25 08 1
COP I %31, Z 5 0 & B 76 4 M N 1Y 35 ] &% 58 3o
TR BT R, ARFL $ R s & A Bk, &
020 M PN B AEL [ B 55 32 R L apo A-1 45 9 JIE & i Ak

coatomer protein | japolipoprotein A-1;foam cell;cholesterol efflux

TRCRBRAR ", AU A A W BF 58 % B A1
shRNA FHHEKMM N B-COP £ ik 5 . apoA-1 1+ &
4 JOEL 3 3 T b O 2L o 4 P P T R R Y TR
20 A P B R A 4 3, TESE B-COP /& apoA-1 4 it
TR 0 IR A 3 3 ) 2 oy 22— L B R
Mgk — 20 o3 B & B, T8 apoA-1 Kb 38R I UK 46 Jif B
FRIELP A EH «COP EHMAALE . WL, o
COP WHAEHN COP I EEWMA M. R HZSH
apoA-1 4 HY 6 TR 200 i FE 131 i 4 Y0 iz i 72 L oo COP
S A AT AR A B [ i o AR v Y — AR R AN, H T AR
KA EAR D T L HATIAE . AR, o COP 1EH
AF ST A 7R N A0 R i SR 40 i THP-1 F W 40 it 5
PR AR AL | 0T « COP 252 5 apoA-1 4
S B YR AR 2 i R [ O RS ek R R G T v UK A i
P L P 5

1 #R5FZE

1.1 ##

NN THP-1 W T 5 [ 3 Fh O 58 b0, RP-
MI-1640 35 5% 5 F G 4= 1035 W A 38 [F Gibeo 2AH],
I g (phorbol-12-myristate-13-acetate, PMA) 4 H 3&
Promega A #, £ Bk A6 AR % % I 2 1 Cacetylated
low density lipoprotein, AC-LDL) Wy B i £ 84k
BHE A BRA R apoA-1 IHEL O Yeil . F R R YL A
1 Sigma 2w, IE @ EE [ A E R B LR
FWF5E T, TRIzol i3y A 2 E Life Technologies
INFE, SE I 9 G E B PCR (quantitative real-time,
qPCR) X5 I H A8 TaKaRa 2\ 7, o-COP shRNA
F FE T FF  Scrambled shRNA X B F 51 . pGM-
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LV-SC1 RNAi 1295 % 004 B 35 W A Y B (i) A
FRZS ml R FI 4R, o COP Uik . GAPDH #iik | JI§
15 434k 4H 56 2 11 (adipopoilin, ADFP) Hi 4k  Alexa 568
Z U H YL E Abcam 2 Al L JH E EEEEEE Fillipin 1114
A 3 E Cayman Chemical 2% A, 3 AR i % 1k 9 i
(horseadish. peroxidase, HRP) #5 it B9 1gG (1gG-
HRP) 4§ [ % [H Santa Cruz A #,RIPA Z& ik .BCA
EEKNF & A R s RAEYHERERAA.
S R T ) 5 K 7 & A b 3 R 3 3 R A R

/NEI
1.2 F#
1.2.1 THP-1 Ev& &R e K mfu A A oy & 5

¥ THP-1 41 i &2 95 )5 1 RPMI-1640 5% 4= k5
FRIEHEATIE IR . dMAL 3 )5 R 40 M Al 24 L 40 i
B34, 1 160 nmol/L PMA %S 48 h 4 4k g I BE
FiLg 240 Mg (PMA 4D, B & 0. 2% 41 & A
(bovine serum albumin, BSA) fil 50 pg/mL Ac-LDL
) RPMI-1640 15 72 H W & 48 h. I BE 5 410 i 5% 1k
ALK AN (Ac-LDL 41 ,
1.2.2 &R A MR E

¥ THP-1 20 Jf 6tk n A MPA 75 3 I BE 15
PMA 2. B A& 0.2 pCi/mL "M JH E B H 50 pg/
mL Ac-LDL iy RPMI-1640 ¥ 3%,37 C.5% CO, W%
B 5% 48 h,RPMI-1640 K537 35747 12 h 5 Ac-LDL
2, ZEMLIERE A 10 pg/mL apoA-1 fEF 12 h 4
apoA-1 4, HAEAMMLE 3 NEFL. WERFHIL.H
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0.1 mol/L NaOH 2% 21 i , 5% FH A4 IR 3 F %50 il
S 45 3% 5 0 A0 B S R RS 5 B (B cpm)
JIE 3 236 (0 ) = $% 37 L S 5 B/ CAM i o s S
5 B -+ 15 R BRI R ) X100 %4,

1.2.3 s O %6

B PMA 4. Ac-LDL 21l apoA-1 41 40 L€ J- .
4% Z B EEFEE 20 min; 60 % 5 EEYER 1 min, 0
A1 mL e O R ERIFE 40 min; FHhAR YW E
T E 1 min, 60 % SN BEVES 30 . FHH 0 B i &t
R T BT LS AN N R S R O
1.2.4 o« COP shRNA 12 55 & & #

P B2 %5 5 shRNA #R & Fl Lenti- HG Mix
i gv HEK 293T 4, 1% )" 4 «-COP shRNA &
9 B UKL G R 12 5 B AL, o-COP shRNA J7 51
XFRBJF 41 Scrambled shRNA L3 1, BUXF A= K HH
B THP-1 40 8fd, H 5 pg/mL polybrene 4t ¥ 12 h
Ja 4 AT 12 fL 48 M B 3R A, L MOT 30 1 o-COP
shRNA 1855 8 Xf X £ A4 K WA THP-1 40 i i 47 &%
Yt (a-COP-shRNA 41),37 C.5% CO, ¥ 5% 48 h,
[F] i) B Scrambled shRNA X} BH4H (Scer ), PMA
75 S A0 M EE LA 50 pg/mL Ac-LDL YE] 48 h.Jm
A 10 pg/ml apoA-1 ZbBEANAE 12 h, A5 d
Jei - 9 ik BT L %% &% 8 9% )t B I (green fluorescent
protein, GFP) [ 3k , 70 18 5 75 R e &40, 18 5 S st
)t E i PCR (quantitative real-time PCR, gPCR) #1%&
148 EE (Western blot) 35 434 1895 2 19 T YL 8GR

*x1 o-COP shRNA F3 B EFIE R

518 % Bk J5 1l

(5" =3

a-COP-shRNA 1E [
TTT TTT

GAT CCG CCG TGA GTA CAT TGT GGG TTT CTC GAG AAA CCC ACA ATG TAC TCA CGG

[ AAA AAA CCG TGA GTA CAT TGT GGG TTT CTC GAG AAA CCC ACA ATG TAC TCA CGG

CGG ATC
Scrambled shRNA nan
TAC GCG T

GTT CTC CGA ACG TGT CAC GTT TCA AGA GAA CGT GAC ACG TTC GGA GAA CTT TTT

i ACG CGT AAA AAA GTT CTC CGA ACG TGT CAC GTT CTC TTG AAA CGT GAC ACG TTC

GGA GAA C

1.2.5 qPCR %%

SEI 4y PMA #4H . Ac-LDL 4. apoA-1 4. o
COP shRNA 4 F1 Scr 4, fp2H & 3 2 L., HH
TRIzol 271 #2 B 40 g B RNA, [ 55 5% 8 cDNA J5 it
T PCR "1, qPCR IMiiAZR H:2 ul. cDNA,IE X
M54 (10 pmol/L) 4 1 pL, SYBR Green 10 ul,
ddH,O 6 pL, ¥ HFFUWF .95 °C 30 53595 C 5 s,
60 °C 34 5,40 AFEFR;95 °C 15 5,60 C 1 min, 95 C
15 s, LA GAPDH RJWZ, R 2% i85 o« COP
mRNA #3k7KF, oCOP Fl GAPDH 51 %) ¥ 51 W,
%2,

xR2 qPCR 3| #1 F 51

IR
(bp)

Sl Jila SIYF 5 (5" —3"

a-COP IEM GAG GGC CTA TTT CCC ATG ATT 87
I AAT CAT GGG AAA TAG GCC CTC

GAPDH  1E[ GTC TCC TCT GAC TTC AAC AGC G 108
& CGC TGT TGA AGT CAG AGG AGA C

1.2.6 Western blot 247
e £ PMA 20, Ac-LDL 4. apoA-1 Z4H. o-COP
shRNA 411 Scr 4120, F§ RIPA 28 i £ B 45 4 40
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M S BT, F 10 %0 1 e JE 4 1R 4N SR TR M Tk M RE G
(sodium dodecyl sulfate polyacrylamide gel electro-
phoresis, SDS-PAGE) #F17 HL IK 73 5 ; HL UK 45 1 J5 B
HEE P B AR R 2 B W B L s (polyvinylidene flu-
oride, PVDF) i3 5 %0 i 5 Wh b3 % i £ P 1 b, 23510
A «COP —$i (1 : 1 000) . GAPDH(1 : 1 000),4 C
T B IR B (1 2 2 000) = IFF 1 he
FIH Azure Biosystems C400 1R & Gt AT, 47
B & 11 2% K BE AR, THA R L 3R IR IR
1.2.7 #EXEREBBEIE

g £ PMA 4. Ac-LDL 4. apoA-1 4. o-COP
shRNA 411 Scr 140, H 4 % 2R H I F % 20 min
Ja KGR E T & 520 BSAL0. 1% LHEEARILR L FE
(nonaethylene glycol octylphenyl ether, NP40) A9 #
MR h 2% v i Ak I B 45 min, 43 B A ADFP
PR (1 2 10005 o COP —H1(1 = 20004 CHEH LK
P 50 pg/mL Fillipin [l 1 Alexa568 —$i
(1+1000)8FF 1 h,PBS P 3 Windh . il id#ot
LR AR T LG A ML, 8T Tmage T 43 A 4 20 41
2 FE
1.2.8 e % Me B K-Fal 2

£ PMA 4H. Ac-LDL %, apoA-1 4. «-COP
shRNA 41T Ser 2 40 M . 2 S RE [ B ) 7 3K 70 &
VO A5 40 BE A 2 A0 L, R H S 3 AL L % I BCA
I 5 3 7 & PR AR 2 B TR OR A 2H A0 B Y 1 2 E K
S AR i AH [ B v i 2 T 5B A X N 9 4 B P [
P 7K
1.2.9
5 M

Ll “atherosclerotic plaques”“gene expression” i
K2 Al . 75 GEO %U#E 2 (https://www. ncbi. nlm.
nih. gov/geo/ ) IEATKE &, T 2R AH £ P54 s = I IR

Bk #5 H AR AL B8 3 P o-COP mRNA & ik

15 1
PMAZR

B2 R (%)

iz}

A Ac-LDLZH apoA-14H g
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FEAS A B AL $EHE L I 76 F008 45 ks R “COPA” (|
a-COP) . Xf a-COP By F I8N B 17 70 #r .
1.3 %itsam

K H GraphPad Prism8. 0 #47 #r 48 . ir A 5%
Ay A 3 KT E AL 2 s RoR ., Z UL i
MR Ry 2200 B EL BT LSD K56, L P <<
0.05 HEFAGIE L,
2 & S
2.1 e kmpie B B R e 5 iR E RAK

WARTN SR T B A M 45 S 3R 0 . 5 Ac-LDL 4 I
B, apoA-1 ZH ¥ VK 40 B RE R R A o R B B A&
[(9.77£0.79) % wvs. (2.7440.37) % .22 %H % it
FE X (P<<0.00D), WA 1A, W4 O Y5, Bl
BEEE R . Ac-LDL 20 0 UK 40 it 48 1t 5 9 43 A 45 K
2T R L A M A% S B 6, B R UK 4 R R A
S .5 AcLDL 41 40 M L 32 apoA-1 2H 30 7K 2 il
EAREN S R G R R R N E N SR T R R N |
1B,
2.2 Bk «COP &k 547

* H Western blot fil qPCR 3 #T I K 4 L N o
COP MR B KT, &R B/, 5 PMA 4 L E, Ac
LDL 415 apoA-1 IR A IEAY «-COP mRNA K&
kKT B (P<<0. 01 8 P<C0.001) ;5 Ac-LDL
ZH IR M LB, apoA-1 A 4 il o-COP mRNA K 4E
kK FH i (P <<0. 00D, WLE 2A~C, oGt
RE DM TR, 5 PMA ALK, Ac-LDL A5
apoA-1 IR MBI o COP £1 6 ¢ 5 58 J& HH
I HEEE (P <<0. 05 8¢ P<C0.001);5 Ac-LDL 41 kb4,
apoA-1 ZH 6L VR 4t B ) 240 B 5 v o COP Z1 (3 5% % I i
HeoR 5 I A 0 U A B 3 T R s apoA-1 4
A N o-COP % 8 B 38 Ac-LDL 41 7t & (P <
0.00D), LK 2D.E,

Ac-LDLZH

apoA-14

A TR 40 M R A R BT B TR NI AL O Y (200 ) 5% . P<C0. 001, 5 Ac-LDL 4 b4,
B 1 EAEEMEREREENESHI OLRE

2.3 o COP shRNA % 5% & & % o #7

a-COP shRNA #H Fl Scr 40 18 %5 7 & Y THP-1
M5 d 5,8 B OO BB SR GFP &k,
RN, 5 X L E, o« COP shRNA 41l Scr
A2 GFP %'t i 4 i 50 7 5 40 M % i 80 %6 LA

b HRIR S B R OB IR B 80X DL L WA 3,
qPCR #1 Western blot 43 #1 shRNA T3 «-COP BY 5
BEA A MM o«-COP M RIBKFE. G5 R E/R. 5 Ser
ZH L #8 , o-COP shRNA 4 o-COP mRNA FlZE 1 £ ik
IK-FEAR (P <<0. 001) , WLIA 4.,
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Ac-LDLZH apoA-1£H
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2.0

—_
o
1

61
i
&) 41
#®
2 PMAZE
[5
g 27 a—CoP
?
o]

GAPDH

0

A PMALE Ac-LDLLE apoA-148
Ac LDL4H

D

A:qPCR 34l «-COP mRNA 357K ;B: Western blot &M 40 I8 «-COP & 1 # % 7K F 5 C: Western blot
WLEE A AN o COP BB (630X .2 520 X)) s E: & H AN o COP F i 56 o B i Bt 437 5

He# 39 P<<0. 001, 5 Ac-LDL 4 4,

3104
K
Lﬂ‘E(

e [130x10°

H

a ~COPZRIXIKFE
o

[36x10°

PMAZH Ac-LDLZH apoA-14R

apoA-12H

a -COP%&
o

PMAZH Ac-LDLZH apoA-14R

E

FERIHT D ORI B A
:P<C0.05,": P<C0.01,°:P<C0. 001, 5 PMA %1

B 2 A E 4L T8 4H A oo COP RIE KT

a -COP shRNAZH

B 3 shRNA 1BfEE RS THP-1 4 RE (100X)

2.4 o COP shRNA F ik o-COP & #.k 1 it 2 ] B3
RBELEIRRE RSN

M52 45 5 7R, apoA-1 205 Scr 2H ¥ 7K 41 fitg iR [&]
Bt R R, 2 R RS L (P >>0. 05), 5 Ser
%, «-COP shRNA ZH40 LN apoA-1 45 ¥ AH [#]
I R BEAR (P <20, 05) , WLIEI 5A. 41 ifg P9 A JIEL 1] st
KO E 25 R B . 5 Ser 41 H 3L, o-COP shRNA 41

TEL VA 240 L P [ B K3 i (P <<0. 001D, WLIE] 5B,
#H— 4K Bl ADFP #1 Filipin [l E R #r1c, #) 4L 8
BB M EE sShRNA T3 «-COP § 3 7K 41 i 9 iR
WAL SR B UL, 45 R WK . 5 Ser A HH o
COP shRNA 417 & 4 is 9 ADFP 19 21 8 5¢ o &
B 38, Filipin [ 09 8 €8 9¢ )% 58 B2 0 B &8 4% i
(P<<0.0D), W 6,
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H— 2.51 2. 07

§ 20 Bis

#® 1 51 X

s ® © 2 @ @ © 1.0

=10 a—copl- t! -— g,'s|130><103 8, sl

S 0.51 — o

. GAPDH W%xmﬂ o]

A © @ Q3 @ 6 B - c ©® @ @ @ 6

4B 4R 37

A:qPCR 3 Hr 4l il «-COP mRNA # ik 7K ; B: Western blot 34 M 41 il o-COP 7 1323k ;C: Western blot E 870 #7; D :PMA 41;® : Ac-LDL
5D :apoA-1 4@ :Ser 4 ;@ : o-COP shRNA 44 ;% P<C0. 001,15 Scr 41 [L#%.
& 4 shRNA F#E &AM o-COP RiLKF

8 - 150 -
’O\ a
s
S a 2
J%. é 100 1
% 44 2
B I B
a E 504 T
21 i
m|
0 0
A @ ® @ ® B ® @ ® @ ®
A5l zF|

AL 30 R 0 AR [ B R B Y TR A0 R [ B K 5 O PMA 415 @ Ac-LDL 41 @ :apoA-1 415 @ : Ser 41; ® : a-COP shRNA 41;°: P <<
0.05,%5 Ser 4l L% .
5 shRNA FiHtEaFxHRERERYES SEEEKFENE

Scréf a—COP shRNAZH

b

PMAZE Ac-LDLZH

apoA-120

o %

'_“H‘ ;;[520-

K i

5 ) 7

‘fif S 104

: : l

B ® @ ® @ c ® @ ® @ 6

A PO S IR I BT SR A AL A N T IR TR (630X .2 520 X) s B 544Nl ADFP %8 %58 1 5E /40 H7 5 C. 45 AL 40 i Filipin 98658 & 2
T O :PMA 41;@: Ac-LDL 24 ;® :apo A-1 2 ;@ :Scr 43 : a-COP shRNA £ ;% P<C0. 05,": P<C0. 01,5 Scr # I %%,
6 shRNA FIEARLEAMMA ADFP 5 Filipin % X 5 #7

2.5 HRBAERALTES P oCOP &k 5 #F £ GEO ¥ 2 P ¥ R B % 5 4 GSE100927 Hl
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GSE28829 WM i 5. GSE100927 %4 4, 3
Bk kAR A AL BE R 2L ) o COP mRNA F k7K
15 T i BE X R 5l Jpk 2H 4 (6. 398 0. 185 ws. 6.503+
0.205,6=2.407,P =0.018), £ GSE28829 ¥ i 4
rv B I 350 5 ik oS A A AL BE B 41 21 «-COP mRNA 3£
TRAKPAR T 4 5 3 ok s T fb B B 41 41 (5. 334+
0.131 vs. 5.42340.138,0=1.768,P=0.044),

3 it %

G 40 A PN 14 B B B U R 4 B B2 Bh
ik i A A A ) 2 LR AT L A2 2 6 K 400 6 A [ R A g
S 2R AN P IR AR S I G B L AR A% A0 M DY 2R
I RN IR 5T 14 3 i = SRS T 8 5% 05, COP | 37
SR BRI A R A MR, T8 S 5 R R
A 2 PN 5T O ) 398 o B 3 L A N 3 i R I 0 L 1 W
AR SR A SiIRNA H ARG COP 1 # g-COP
WIS ARF, 3 T IR N LR, £ COP
138 360 %5 B J5T 32 % R G T 9 bk B B A i AF % OC
BT R SIS T ey THP-1 W 40 g U5 P v 7k
20 AR L bR T 2 0 8 1 1 IR 2% B R 2R 1 (low-densi-
ty lipoprotein, LDL) #% 4 7% J& 5 B0 4K 41 i T2 Bl 1) &
Sy A HL % o B R A2 R O B R T L
A S 50 pg/ml Ac-LDL 175 S U BE Wik 40 it 5%
Ay 0 A 200 B DL n 48 A P i) AR [ B KSR R T %
RT3 BT apoA-1 Ab B X 36 A 40 6L JE [ 2 3 HH R 19 52
M, 25 5 & B apoA-1 Ab P Ji5 (0 7Kk 200 ik AR &1 2 o o %
HAHNCP <C0.05), ML O YW Kk B, apoA-1 4k
B 00 K 200 6 P9 B iR A5 B s L B B AR
W B 40 A P B KO B RIS, WLIET 1B, SR A qPCR
1 Western blot ¥ 430 81 & i, apoA-1 45 )5 ¥ 7K 241
il a-COP mRNA K4 H 23k KV ¥ 8] & Tt s (P <<
0.001) , Ot 5 A W R W 58 Bl 7 , 2848 apoA-1
AbFE B TR M o COP 2T 68 9% % B b 34 3 (P <<
0.001), I EZERIER,-COP B35 7T apoA-1 /7
P8 AL A 200 i JIEL T s 3 1 ok AR L E R AR o-COP 1935
KK .

R TR AR SR A5 R ] shRNA
TN «-COP By FEIK, 38T apoA-1 /T 1Y L IR
2 PN R R RN R S A B G L. oo COP
shRNA 18558 B Y THP-1 E W 20 g J5 7 30 7K 20 i
J&i »apoA-1 Ab P 1 760 UK 40 M JH [ 2 O 1 238 B AR i &
i PR L [ B K T 5 (P <<0. 001D, 3% — &5 SR Ui,
T a-COP FEIKFEAL T 1L 40 A P I8 6 W 1 3 o, 34
Y UK 4 A 9 Y AR & L. ADFP & — Rl Bg T 42
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— 7 UL [ ) AT L BB 5 i R IR R e G A O R 4R

FTREF 2025 F 3 A% 54 6% 38

WG AW I AR P RO, Bt RE
A MK R L oo COP shRNA 2190 7K 40 i ) AD-
FP LT 565 Ser 41 B W 1 3% , Filipin [l # €4 9¢
JEAEE Scr 21 B ¥ 5 L I LY R 40 P B K i
JFABEWL X R T o COP £, & FEOL KM
JUEL T g A 3 2 BEL o L o ) 40 e i ) AR i R SR
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AR R A2 I 9% 2 B L apo A-1 RE R 2 3 VK 41 i
W COP 1 1 B-COP .3 5 {7 Z5 240 fifa Ji5 I 43 W 31 35 37
Kb, B AE A2 HDL 443 #6912 B-COP 7#
eV NI R ST LR b AR ST — 2 A b
T o=COP 7E N 3 8 ik 54 # 5 1k B He v 19 2 35 175 L
WX GEO B R RS2 B £t KB, 5
fat FE ol WKk 20 21 L A, B ko ok e BB AL BE SR H 2L 1 o
COP mRNA ik /K- B& A%, H 0 A 2 bk ok 4 f 1k 3
e 21 o-COP mRNA 2235 K FAIK 1A 3 Jik o8 A
AL BB 2H 41 (P <0. 05), STEENMAN 2§15 ¢ 45
TH L R AR I R A AR A R R LU AL AE Bl ik
BE e B R 3 5K 19 22 5 TN Ok 20 il A AE B A
FE2Z—. «COPfEN COP I % 1 (% 2 11 241 50, 72 40
i PN 9 3 5 3 el R b RT BB AR VR L T B0 Ik o A R Ak BE
PR o COP RIAK VA BT &3, 5 A5 4l
JRLAKSF B 25 SR AH — B0, BB «-COP 3k K P 1 BEAIC
2 TN S Jok 585 R B 1k BXE Bk 4 4960 A 40 iR 1 R 1
ERE IR R MY AL, 7R oo COP A1 FH ] fig 5 30 ik
SRR B Ak BE B L E R R AL AR FE A8 A G 1T
VE R VEAR O 1L fE B R 35 bR 2 — . 78 J5 20 52
o B — DR SE o COP 75 JIH [ s 1 3t K2 g ot 75 AR ik
PP TR AL L S IR YT IR BT T AR S Bl Ik ok A A Ak 2
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