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Apolipoprotein A5 and atherosclerosis
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[Abstract] Apolipoprotein A5 (ApoA5) is a newly discovered apolipoprotein which is closely associated with high-density
lipoprotein (HDL) remodeling. Clinically it demonstrates potent triglyceride reducing effect. Recent studies have found that
ApoA5 can increase cholesteroal reverse transportation and HDL function by remodeling HDL, and it can also influence the
progression of atherosclerosis in the different ways, showing a potential anti-atherosclerosis effect. Here we briefly review the
characteristics of ApoA5 and its potential protective effect against atherosclerosis.
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Bh Bk 5 RE AT 4L Catherosclerosis, AS) 42 DA L4 PN 5980 L 56
AR BET 2 BE BT 1k 995 28 REAE 19 3 Bk 0 , He 51 i S g%
EiFEZ AR RERBE T EEEE, AS 2 — A2 ApoA5 H 343 R IEER AR EL AR MW o T R E 2
ﬁla L1 22 R 3 L o TS o BT L A N B2 i H 39 000, FEAFTET HDL, DA77 T LDL, H ApoA5 7]
FE kA5 B BE L IR 0 ORI LA 5 AL MR M AE & 7 9 0 HAE AR W s B o H g Lo, g b
)ﬁ{a W53 119 L B B ARG BT 18 4 6 A R A A 4 U I G R, T I iR ApoA5 By H 7 F Y Ak 11q13 L H ApoAl/C3/A4 K
SRy o S v A I A RE B R A 3 52 R AR R H RS R 30 kb AL, 3% PR s FE = H AR T R A
M AS B EZRE 2R R E R CE B O A IR FER™, AR R T R 6 A K0 1~51 &I 5%
% B IR 45 1 (OX-LDL) 7€ gl Uk ifi 8 P9 A% 55 5 0B R I & 79 FEMK T ApoA5 Y 3 K X, J2& LR Y 2% iR 2 1 N 3G 25 44
R R PERIiE AS RAERRK G SIEFR, Bk, W EEA 52~ 1285 LR FR HLA i T B K DX, [ s EL AT 2 B 0 U R AT
B S B LA I A5 RE 1 B R DR L I SO TR B Y 35 58 129~191 FILFRFE I I 192~238 HIRMIREMW N T HA S
R AAYT AS IR IER ., TEN RO R EIEE A, 2 THT20 I P 4 X R, 72 ApoAS 5508 R 45 A B o IR & A
B 1 A5 (apolipoprotein A5, ApoAS5)TE Ifil g %5} i & % T KRR AR 5239~299 & FEHR AR 2 K 300~343 & £
EEAEM LB R A AR = BEH oK BRI E R G T2 332 5 g S I X8R PN T 2 AR L B TN SRR X
(LDL) .22 % I8 2 11 (HDL) X LDL 0 [ B 41 4 5 5
BR/NERETBT AS B L AL R, B AS BUBT AIG YT /Y
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S Y AR ApoAS R A AR WA AR B HOI IR A 5T M ApoA5 5 M ARG By % V) & R AR 5T % iF AT TR &=
EAE—LZk KT ApoA5 5 AS MM TRATR =5, yﬂ%%é K&
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Bl ApoAS5 5 AS B YIAH &, Kisfail M) 7 f 7 B o4
213 BRI R A 1E 58 5 B 142 {3l 4 B X IR 2 B B 5T R TR L 7
TR AT | 1V R K T | B A A O LA BE B i 2 Hp 4
fE W N R )5, ApoAS FER Y TVS3 +476 A 28748 R 2RI &2 &
TERY G B 2 L i AR SR B AR S AS B 5 DI A 56, IR kA
5 ApoAS5 HY TVS3 +476A AWM 5 AS WM K. Fram-
ingham F 5% J& — T % F ApoAS5 FEN AR 5 AS & &R A F
S WS L SR ) Bk N R BE VS AS I FR AR, 4 2 273 44
AIEH VAT ApoAS H K 5845 W 55 357 5 2 fik IR JBE A % 1
BIBIE ST & B, A6 R B = BEH %t AS B e G, B ARE P
ApoA5 FEH K 56C>G AR 5 AS M 5% ; 7 AL JE A BE
ApoA5 #EM M —1131T>C, —3A>G, IVS3 | +476G> A
B 1259T>C 2481 5 AS MG B IIN S ApoAS L 248
BE AS H IS,

Li ZE I FE DU NBE TP R 58 & L, ApoAS JE K 3 3 1 X
Bi—1 131T>CE A5 M A rh XUR 25 0 48 56 ;o] o fid 507
120 422 32 560 3h Wk 1 5% 1 AR o AR 3 5 45 R o 0
95 28 B X BR A, 4 L BIF 9 % B R D 2 ApoAS K
F X AR4L, AR ApoAS5 55 5 4R ) ik o AR T AL % DI AR G, —
KT ApoAs 3 FZ B M5 56 0 KK AY meta 20 M & 8L,
ApoA5 N B8 T X —1 131T>C L&MW T w00
) R JRUIKE T 3 Al XU 7 v BN B P O T
ApoA5 5 AS BYARCHETE [ ABEP R FEAATE

3 ApoA5 3F AS M B9 Al &

Bt AN IEC M= a2 ASR EEMNAK K &,

ApoAS5 5 ifiL fig AR 545 VA 3¢ . B b, 3 5k 9 Y i A AR g T fg
J& ApoAS5 I AS i T kA, — WA 101 AR
DR 73 B 2 B ApoAS K E —1 131T>C RAR L AS %
PIAHOG  FE AS ABE iz 3 R o8 AR AU 3 Lo ) B B B, &5
T 1Z o8 A R R M L L 457 3 L% HDL K # iR &
M AT ACF A% % AR = Bk H ol X 2k is & 1 B AKF 3
L R ApoAS HEad I8 HDL, = Bt H 45 i AS 1)
AR ARk s m AS Ry ERRDT,
3.1 AT ZmHm RS ZBHME ASHEERALEKERER
Z— AR H A A 25 W ws 0 T AS R A E H AR
KA, Sarwar SEUNE L 29 ASETHEPER ST Y 262 525 A EE
FHWFIC R, M5 = Wk H b K 7 55600 1 R A W 3E AR G,
Xof T R =T Hah K B9 25 90, 4 DLRe 26 9 i 25 e 0 IR
AS Kb i &R R = BEH K SE 5 AS R A R R %
PIAASE, Qu N W5 & 21, 78 i = Ik H ol I RE 9 ApoC3
o 3 IR LR 1R 38 ApoAS T A Sk AR AR it = 1t H 9 KSR

ApoA5 5 = H i A 4% PIAH C . B AL ApoAS5 i@ it
AT WL 52 ) = 1 E 3 1R 35 - 52 e &5 = 16 H I 1 A A1 %
RE2E E A A IR 5 i 2 BG4 A (2 e 2 T B L 1
0= 1 b A KA 5 4 P I X A = W H kg A 1
SEUU PR L RIS B3R ApoAS 5 =R H KSR A G, SR
Hyun %Ml % 777 B4R NS 367 &0 B HF IR K
IR TE AR 5 B A T B Y B2 R S L R I BR DE H N v Il 2
ApoAS5 5 =Wk H M 7K - 6 AH OG , T 7 e = Bk H I I B 4 T

TG BB E H ApoAS 5 = EEH MK EIEMI 5, Vaessen &5
Xof P A A0 R B % 22 o DR 83 v = T H ek ot i R R 5 R
ApoAS 5 1fil 2% = EH K S 5 IE #5830 ApoAS T &
ML XS =% H 3 T e 0 — AP AR S R

3.2 & HDL & E A ®E A4 HDL E AS B EEH
PR, 3 5 A0 SR A SURE B R IS P BT A AN P i D
I 25 5 Wk 20 HC e A RE L T 3 L TR B HDL 77 3 2 4 i)
LDL &AL AS &L, B9 £ W HDL B94E 17 78
P TR, AR B0 0 A S 55 L BURE K/ B 43 S IR AT 4 S B AS
HDL K4t AS HDL, B4 i HDL /KF Tt 3 A — 2 A 2. =
%5 HDL (W41 53 B UIAH M . Abe 55070 58 1 4 =R BUAE A
MR 7K SEHE5E & B ApoAS TT % M HDL M4, Zhang %
TEVRAMIFSGTE o & BB in HDL P9 ApoA5 5 i W] 3 3% HDL %
Jig BR 45 A A8 1, e MBS 7 2 A HDL $ORi AR, [|l i HDL Py
) ApoAS5 i fEM I LDL 41k , I8 Itk n] DAE i3 82 i HDL 50k
K/NF 4y 3% HDL Dhfg i & % 5P AS1EH.

3.3 AR#ARE B 4E ApoAS A BB i 12 BE AT I 4
o VL [ T g 8 BB 306 5 5 R A0 ¥4 5 e 440 L 1) 4 UK 40 R Ak A
IRAERZ W AS MERR . FRATT A MM 5 A AIE 55, ApoAS 7E B
19 7 W 200 3 S AL R 2 vl 2 AR 0 A 7 I 400 B PN A £ AR B
00 ) 7 e 40 L 1 L R A0 B B AL DRI T RS B Y E R e 2 A
20 1 D BE Y 4B, B AT AE R IE [ B IUAE ApoE % DX B i B
f #38 ApoAS AI B Wi /b B AS BEH, B 4k H: i AH [ ik F
WA W B A R RSB T HDL Y &5 4 R T RE T 1 5R
TR E R R B VR R R RFERD

4 lwEREX

ApoAS5 S BEACH K AS BT, N B e AS 1) — %
B be — R B A TR L,

4.1 MEATAG AL AS 8 ¥ E ApoAs il i % HDL
B = H I B 52w B AS B KR B, BE SRR Y ApoAS
1 2 3K B & BRI AE S BB MVA YT AS BT .

Mansouri %17 %} ApoE2-KI 1R & 1 & Mg 1l 5E /D B &
ApoE2-KI * hApoA5 /IR 58 & B, £ ik N ApoA5 %
B /I SR = T il KT D S A, AS R R I B AR, 45 T/ R
{2 ApoAS5 3Kk 25 W) J5 X Fh 3l Ik B A Or 7 2800 3 — b 3
LB, MR N ApoAS K F B #E ApoAS JE 1
FIBFE R BT SR YT AS BB 77 % . Shu &8 kK I & =
Pt 3l I /N B K TR S ApoAS SR 4L HDL 4 h 5
I 2% = % H ol K T B 60 %6, AR AR 2 B BE 25 B 43 1 B3 BR 1
Jo s BB [ BEEKCF T B BRI # 0K CE3E E  ApoAS AT T
ST ALRE BYA YT . I T I K B R AR T RE XS AS 7 A
— B MOV T L AR T S 0 A F 5T R 0 B i 0k 1
ApoA5 Xt AS BYFEM L H b ELAE R K S ApoAS Xt AS 5
W] 1 5 5 i — AL IR .

HETATIE R A ApoASd FH[F 1 K3k 52 2 Fh % N 1 52 14
B IR Wk Je BR AT AR W) X A2 4K (farnesoid X-activated recep-
tor, FXR) 1 & fk 1A 184 58 9 33 736 #4 52 7K o (peroxisome prolif-
erator-activated receptor a, PPARq) . 1 3% BE 25 8% N Z 1K ol

(retinoic acid receptor-related orphan receptor-as RORal) &
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RORe4 55, 38 38 6 A% N 7 Z R BB A2 i ApoAS ZEH BRIk,
WA 4% FE R 57 G 1 8 BB A TT AS ME T, B g
2R3 DRI O B0 PPARe £ i#F ApoAS5 Y 3 ik M i F A%
ZEEH IhKSE BB 3R 9T AS. SR H RT3 TR UE ApoAs
FE R B 5T LR B L 38 T 3l — 25 R 5T 1 25 4 B
PRELRE . BEAM . ApoAl 2 B9 E 3k A B 01 I PR BF 5 BUAR T
—E IR M ApoAS FLA & BEIK L T AR B 0 4% AL 2 I R
B HA R

4.2 1B ASWHHET MITREIBAYEIRIT AS B
It 2% B AR ) ) R RS R R B BE 0 L (HATY A R A i A X
TR 7 RONAR T i IR 259 70 &, SR T 4% R 25 9
e T RES R TE 2 M R R, B L, B & 38 IR T 24
P AS A EE R X, Hubacek %552 BB & B, 547
A ApoA5 FEFH C-1131 ZAEM AT b TT 22593697 LI H
AR 1 52 37 e 5 — T i AL o BRI A 3 46 B UE 52 ApoAS 3R £
A5 A VT I A DU 28 25 W3R 9T B AL AE 1) AR 2 U AT
S I ApoAS JEF LIS AR AT 2K 25 WA T IO Y
WA EEWER.TTHTHRST ASHAYIRIT.

VB A B AR A 2 f B 1 2 B L AS Bl e R 1Y B
GRS R H AT B m R kR AR kR,
ApoAS5 T A — R s R L B =B
A% HDL )R8 #4915 F . I8 ik B AT 1 5 2 i A L 30007 e 1 O
H i ApoA5 & Tl B FIGIT AS BV 7 30 2, SR 1T H AT ¢ T
ApoA5 TB; AS B9 ALK A £ 35 2, Bt = A RO 2 4 i om
ApoAS5 KB, NI, ApoAS 5 AS B 56 R K HIRIF AS
AV FE A (AT 75 3E— 25 5T

5 FMEHR
B A AR 2 P AR SO 95 BAT AR ) 25 o 58
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