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Progress on atherosclerosis vaccine

LIN Chenshi, CHEN Yuhong, YIN Lifang"
Department of Pharmaceutics,School of Pharmacy,China Pharmaceutical University,Nanjing 210009,China

Abstract Atherosclerosis is an inflammatory disease which mediated by the immune system of the arterial wall.
Specific and non-specific immune systems of arterial wall showed positive immunore action with many endoge-
nous and exogenous antigens. Studies have shown that the immune system promotes atherosclerosis on the one
hand and delays atherosclerosis on the other. Therefore,the progress of atherosclerosis can be regulated through
activating immune regulation. In this review,the double effects of specific and non-specific immune systems on
the process of atherosclerosis were discussed. The studies of those antigen which have been made into vaccines
and successfully delayed the process of atherosclerosis in laboratory models were introduced. And the prospects
and challenges for future clinical application of atherosclerosis vaccines were discussed in this review.
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5T, S E MR BRI & T 4

e PRESCHE 2R W1, 2 ks BE A AL 5 e e A S 1Y
RAEA e M S AR Sk S e 40 i, 191 4 W
G B LT 9k 40 B AR 28 R 20 MY (dendbritic cells,
DCs) JER M B bk I 40 M5 , 75 3 bk ok e Al A1 B
Horb B AE 7R o 1 W0 SRR e BR AR 40
PR~ FE AL R 2 26 1Y S RE A B 7E 3l Bk oAs A Ak
BEHe o A AN o /N R E Bk h B A A B kR
FERE AL TR CLE T i 48 ), T 5T 42 32 41 e 1)
B LG OE B R 2 | 10 SEUE 41 34 3R WA 2 fok ok A A
AR FBLAFAE SR AE S

1 IR R MRBEINENAKEHEEL

A= W RS 5 SR AR 0 R D A Y A e e e D
I B2 BEFR D ARAE S O e o AR S e e R G4
i (D Cis 0 2 W 20 L ) A g 25— Wi IO, Az I P9 #4058
A A 01, BV AR B IR 2 1 (oxygen-
ized low density lipoprotein, oxLDL) [ ik . JE%¢
P SR 2 B X L8R AH DG I, T Toll
Z Ak (Toll-like receptors, TLR) A H.AE . TLR iR
SR AH 5 A3 ¥, TR S A IE R PR A T R
PEARFS SR e RAEA DA RER . R4 S 1k
G P 5300 % PR 198 /N BRI 1 19 v JEL [ st 7
A, R 5 I Bk ok AR AL IR s R B 4, R
M S B KR AR R A R AR RS

I 241 g 4 7% 3 3% X1 7 (macrophage colony
stimulating factor, M-CSF ) 3& K X} B 05 24 Jifg 3% 5 i
PEEMEHT . R I ILAE /N BRUAY M-CSF JE P58 il
R Bl KR AR R AL DR BG4 W 2 i
TEARRE S S i R A o AE /N B T
Foft 7 14 A D - — b AT R R AR Y Ly6C, HAT
P& S A AE I, A2 58 M1 Wt 41 i 1 T4
I3 — RO ALE M2 ELEAH AL, 5 3 ok ks A Rl A B ke
IR 2R K

H $Rk 25455 40 i (natural killer cell, NK) 242 i
Skt AL B AR 4 S S 2 AR L . ] Ly49A #%
HE DA /N BB B A0 N A A 0 1R % R i 2 T (low
density lipoprotein, LDL) 32 {4 ikt {4 %4 (LDLR~- ) /]y
B, B = D RETE NK A0, 5 AR % Ak R it (A 4 52
B BEA0 LA LDLR-/N AR LG, 32 8 IR FAT /e
Bl Sl Dk ok PR AL SRR AR 18 A WF S84 NK 4 i
R30Sl ok ok A B 1 B BE MRS T 4 2 L 3R 0 ORI il

BAEAMT

JIE R 40 0 s 25 5 el 2 Bk sk A R A E AR . TRk
Z NI 1% 15 A IALAE /N BRU , SRE DL , o 28 7
PRI . AW IE T IR 20 P g5 o /) B A L[]
B 7K P33 R B e RS R 4B S 5 i 5
JOEL [ P A P P A 2 TR AF AR R

DCs &4 P AR R P g% R AT 2, &
BB A LIS AL B b iy A, DCs AR Y b o7
i & B P v I R B B R A = IR IAE P, N
JREE 1Y DCs TR AR IBOIR BT, 1 7E ST CD 1 1e R 5
Uﬁﬁ%%{ﬁ(diphtheria toxin receptor, DTR) i) ¥4 &
RN DCs B2, 515 LDLR/)N B AY 53595 22 ik
18, UEW] T DCs W02 3 koms RERE A VR FE Y. i3k
FERS 22 IR 41 B (plasmacytoid dendritic cells, pDCs)
AEAE T BRI ZE 19 3l Jikook FE AL B L pDCs X
oxLDL Y 52 7 B0 BE s A S 1 T 400 i, S /N B
pDCs U5 -1 HUIR B ApoE-+/INR B /D pDCs , W8 2% F
Bl Ik 52 2l Jokooks BE A AL FE AR, BREHR S S ek 2D, T 40 i
T AR A T R UESE T pDCs 38 2 F0E H &
SN 7 B SR S iLs: ) )i G = L L A

2 BREREMIERBERL

HARRE e RIS S ARR AR L,
R A SO B AR SE A L e BRI Y K
B AU AR E DAY 22 T 4 A B 40

A 2GR AE 2EL fB1)  DCs R I T 2 A 2
B2 TANM IR PR JE R T FEEH SR
A (major histocompatibility complex, MHC) ., &
PSR BOE TAIMITHE S . CD8” T 41 i R 1
B, R A B R T R D B R S T A R R
CDA4" T 240 305 7™ A5 20 M TR 7 (2 ot BB s 1) B 4
R I A e e B

WFFE W] B 20 i) B A 22 vo JEL 11 12 i/ B 3 ik
ok A BE AL HEFRT . B4 ML AR 0 S BR AR A
(Immunoglobulin, Ig) M [f] %! i) X 4 Ht 4k 7] 5
oxLDL AR MR SO0y, Al 42 2 B 20 it A 4t 2l bk ok
FEREAAE RS K Se g idla 22 91, B 20 i 7E 30 ik
ok R A AL P AR FH A2 200 i ST 2 952 W), B 40 L
A e sh ks FEE A AE T, B2 40 i EL A 12 3l ok 1
REALAE S

SR FERE LB 5 A DCs 78 St 52 i 20
}g (antigen-presenting cells, APC) /F FH #) F W5 41 A
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AT AN, APC-T 4 i AH B A/E I FR B 1T ] 38 3 B
B b i 28 Sl 0 e S v e (1 D) o AE 3Rl o
+ 11 CD40, CD8O S AE I R, DCs AJ [a] T 4 Jfd 42 326
B bk o A B Ak ¢ ) (4l oxLDL A1 HSP-60) , 5158 T
20 53 AL R B, S S WA A T B CDATT
21 L o A 30 G P2 R TR o T I /D BRAAR PN, L8
F Pk FERE LAY INE >, CD4* T 40 i A9 2 0 bk
SRR AT Ab A FHRR 202 FR T Thil 408 R 7 BB, 1)

APC

= a ¢

: L\
P ey -
(O o

Phagocyte

MUCIE TCR

—_—
e
CDso: €D

Dendritic cell Teell

1 APCHIT 40 i) i 7 FH

CD4" T 4t Jfd 2 50 ik it o BE AL 50 AR i 22
— BRI —ERE CD4 P T4 (T,,) . T,
2 B b 5 ) 2 B SR TR 1 3R 38 7 ) ——FoxP3.
i FH 1 5 2R 32 A B B DR 1 B8 2o 1 6] FoxP3 11
PE T 1 FoxP3* 4 M e 1% R 5 o e v L 1 s o
AN Bk R AL E AR >, Rk, CD4° T, 2 i
REAE I 22 S DK A FERE AL,

CD8" T 41 i fie W) A& WF I8 0 £ i, J2 ih T2k
PR 0l I 7 B WIS T CD8” T 200 i 114 550, e LA W 2%
B XN A S P AR AL R 2 . T o 4R
T, 7 E RE BN R, CDST T 4 S T CD4
A6, CD8" T 4 i A1 24 e AEL 51 7 1 /1 B4 2l ik ok
FEREALDERE . CD8* T 40k i 5 K =432
— I RR AR B DT DT IR] S AR 3 ko e kA= e
e, ik, 5 CD4 T 40 AR, CD8 T, 41 ff
fe Bl ks FEREAL

L5 AR S e AR G AR S M e
RGNV 2 A R 53 ¥ 2 598 g Kok RERE AL
XL 43 2 [] (149 52 2% B RH ELAE AT 5 33l ks
WAL R B S (R D) . ETRRERERS

/ Thi

/—-L

\

\ Thl7

TR -y (IEN-y) 5 ZU A2 RAE T . B Al
CD4"T 21 M, Xt LDL 1% 52 1 -5 B 8l ik s 4 £k o
Jil, 6B LDL J& CD4* T i R & s . A
WF5E 2B Th2 4 g R S 2 (U 1L-10) 7] LABK 1k 3
kR RERE AL BR T CD4* 40 M A1, Ho At 50 5 2
JH L 0 B AR A O A A R NK 28 s w] 53-8 Th2
2 it PRI 40 ) B0 ok s A R A 2

- [ IFN-y, THF, CD40L J

— [ IL-4,IL-5, CD40L J

Th2

—»[ IL-17A, IL-17F ]

— IL-10, TGF-§ |

Treg

TEZ) kot LB Ak rh i AR R, HE w7 v 3
WkskRERE AR T B R R . IEFERFSE Y LA
TRE W R e BT, LDL K AR R AR
(ApoB-100) 137 THi 41

3 FEGREEABIRNEXTR
Pl BRI RERE AL B 22 W16 T 77 SRR ALK

55 2y ok ot A B AT IR S B 4 S Ak i e T
M F RSP R RPN . K2 S 1
PURBIHTTATIAL T PR AT IS B BE(F 2) 6
3.1 SMRMEIR
RRGURA5 BOT 1K F R e kA B
RIS kot REREALBESR . fE S IR AL BE R
K VEZ2 SN, AL 355 il 98 S AR il 58 A< It A
A R IR B S5 B 7 A BB R
BB T AN B RO T S T . BT
SO AR AT 5 | E s PRk AR AL , AT AR BER E
7F e SRR B AR S s B AL, 2N
B g G 22 P S DKok AR BE AL B 2 S
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R RIS SRR RERE LAY £ ]

ciii i}

2R A B R A AL P A £

Xk B KSR B AL B 5 R

RSP R E AN AR ORI

LA S R R R S M R R G P A5

PR UBLETNWSE RN i
3R T AT B 45 5 R S G 2 A A
L I 24 LR HUI Y 55— B, R EAE T 5
2 A FRHTE AR sl
3. YRR IR 17 AR BT SR SR
FAR A BB i A T an 28 FL 3 0RE Rl B 45 Lfisiis
IR 241 2T % e T A0 B T 3 R SR Lfisiis
FRPE R BN AR Bl BRI RERE AL P 5T (41 ox LDL) (YTAA (1 4304 5 B 4 41
2 A B AR AL I TR 10 38 3 BB .
B2 iffi . fid ik
3 RS T 4
T 41t L0 7 224 338 ) ox LDL AR I3 RS A B Ab 928 1 R A5 W JU R S M B8 B Th1 4l . fi2 it

2. T By H Al 2 2 ) PSR o 2 S P L P B9 3R TR W2 5
3.4 HEAH BT AZ T e i 17 L 18 3] f e 5t

Th2 41 Jitd - 310 il
CD4* T 2 Jifd - il
CD8* T4f . {2 ik

R2 H R R AT R

LILEY Ayl By Gy TRITRCR i;
ApoB,fp210 5 BSA I ApoE/INR BANMIA S SN2, DK AERE  RRARSI Kok FERE AL HERE Y 60 % [52]
Hpl43 & Uk AR G PUAAKTAR
ApoB,o, [ p45, G BSAFIMDA  ApoE”/NEl B S0 S N5, B MK ARRE (1] p45 BEARSI KR FERE (L EF2 48% 3 [53]
p74,H1 p240 FHIR 4 R RO S HURKT BREMEAIDC ] p74 BEAR SRR AL ERE 31 %

ApoB o HIp2 AUk ApoE /N BHHIEA T G N2 L KR AERE AR S DR OR e RE AL HEFE 409% [54]

BRAP R ST HOKF 2 ARG

ApoB iU pd5 5 BSA IR Tk ALK

UBN KA RERE AL A2 PR SR, T p210 R ATk 3l Jbk ot 8 i AL E E R [55)

#p210 A Uk ApoBoo 9 Treg 2 MU f) ST 2 2l Dk oK A7 BE AL R 599% 5 i JT] p4s Fee 1% 2l D ok 1 B A HE 72
LDLe /N 3Rl GEHLA 66%
TT/CETPRed; A AUk BGE G B AN S G A HDL/KV42 7+ 429% , LDL K- B [56]
R 24% , Bk ks FERE AL HE R AT 39.6 %
CETi-1 BEH & Huik SIS BAIA S0 SR B WIS A 3% [57)
fz THLCETP LR
Ko Zh W) B 5 TR BRI RS, SR REREAL ML RS A A

TOVREAD T X6 28 158 i b P 6 7 71 028 D 28 T s ik ok
FERE AL AN i i S SRR AE N 2 30 Jikok A i Ak
Y A AT SR B AN E Y, B R S TR 2B A
Tia) 24 Je 9 D A ) 2 P 2 5 3 FH T N 28 Bl ko A
L.
3.2 ARMEFIR :LDLA= ApoB-100 47 & 3 &
KR LDL AN H Al 57 ApoB-100 A & /2 3h
ks R R Ak it AR T R ) =R, BT LUR B B AT
(TR E T TF A Bk o i A ) By 2 141 4
928 T Al 590 PP ) 42 AR B ox DL, FESE 50 814 B I
B T H e RUR . SR, LR A AR U R A

M T LDL & Z A H i =g 208 & A B g A
JEL T o g 5 2L B R A3 F 0 5, BT LA I R T
{1492 T 1) 351 Hp A FH R SR 1) LD LA SRy b J5 & AR S s
. LDL Ay G2 A 15 5+ N 1 G i Jr 5=
PNEMELLEAE o % Tl A LDLAE Bt R g £33 7
B 1 S 3 0, 0 5 LDL A 40 30 Bk ok ke Al Ak
PURENEFE P2 H, I, Antoniak S T
RS, LI E ApoB-100(LDL A1 HAl S5l bk sk ke
TR A0 £ Z 8 AR5 P VB e DL R R AL
SR S W LA SR e i 3 Ao B 2 S BT Bl ok ok A A Ak
YER o WFIE M 6 1 h 4 536 A2 3L R 41 A 1Y
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AAE ApoB-100 2 1, 31 T 5 884> ApoB-100
F 5B 302 4~ BREE (BRA~ 20 =308, S RT— 47
I EA S-FIEIRES) . TEXLE 20 BAKRKF 51,
Y TE T AR N IR RS D 2 EL A PO AR () S g5 2 Y
102 Fh K o Bl J5 AR S 7, 249200 1 i 350
J ML /N BB, JUF G 32 S M IR (A 46 p2 . p143
p210)fi Sfi ik 46 R AL IR G20 /D 409% ~70% " .
SEET p210 HYPE B HAT SR E A BTSN Kok R B Ak
YERT, A W5 141 BA E 24t T p210 1 k928 1 il 7] h
) JERIBT R, T R T 5% (i G i 2 F o B
UE, BT LA ApoB-100 BRAE A BT, J& I & sl kit
AR A 922 P 1 I DR i G 20 3R
3.2.1 p2l0s&Y  SXRZEE M, p210
PE T G 1 AR T S KR A RE AL B Y 1k
THEEER B 5T p210 TG ¥ B2 19 A8 4k, % B2 25 Ji
LG % B TC I R AR Ak (R SC I 20 7 25 Jl i SR
p210 IgG i & , HAERD p210 H e i/ L 1gG 1% 1
FARF AL Z RN N X — S5 SRR .
(1)p210 £ W15 FHUMR IS 40l 1G5 (2)p210 1gG
AT DAAE SR 92 B R (A b 7

B3 7 /b S bk ok RE R AL 2 A, p210 S 1 16
WS CD8 T 41, 7 S92 57 s R 2l Jik ks A s 1 B
Herp g AR 28R AN I Y L A SR A L B
CDS*T 41 A A p210 B 14 /I FR B AL 21 4 /N R B
REANE A, B0 UE T 3 3l G B 1 T 3h K #F A Ak
ERP,

p210 A5 CDS T A CD4* TN vy o it
p210 HE I 2h Bk ik HE A AL 5 CD4* CD25" T 4 Jifd
SR S ST CD25 HiAk 4> CD4* CD25* T
YL, BEFFAR p210 S22 (BT sh Bk AR R AL AR FH e
I A, Klingenberg ZEDT I ZEFL 7 & B M (cholera
toxin B subunit, CTB) fill & 1 p210 21 j 1) 55 41 26 1
X e ApoE-/N B B I 25 2, B R R o X R4
/NETESTS CTB B PBS @il 1 IR TE 2 K. SE50
21 /0N B B0 DK S 1Y) s K A A ALl %

H p210 5 R AN [7] 114 20 i e 8 S0 25 ml g2 el 1
LR IR : (1)p210 #f&IE 2, H CTB 41 5% 25
A5 ()R- N R HFIEA 2S5 (3)
p210 A HE 5 (4)p210 25 25 Y RFLEETR] . R0, T
W LA A 23 2% , p210 G628 5 3l bk ok B AT 1k 1)
TR, 26 B p210 292 1 il 700 () s e A
3.2.2  FHApoB-10048 % 457 K H il R A5

RN 52 25 FH (heat shock proteins, HSP) 60 [ ik
FEA ApoB-100 2 £E 2 5% 5 688 2 707 1Y ik 4 1%,
T 2R A AR, X T 25 JE SR AL G g ja >
T Sk oA RE Ak, LT 300 5 A0 A k2D B B
A CD4* FoxP3 T 4L A 34 Y . Kimura 552§l
T 24 BK R B, ApoBasgyasie A1 ApoBayg.oos» FH T2
JZE 1) ApoE-/IN BB ] 38 3 TL-10 A8 1 14 AL 1 a2
5} = T

4 FEKREELEEHRPHEMTE

et T8 B R 2l Ik ok R A 8 S 10 2 1Y)
Jr AL BR T LDL AT ApoB-100 HCAPLIR . Bk
oA R 1T A8 114 5 2 1 Sl AT I o i £t
Tl REYE .
4.1 feB BB 4R R ARG

JIHL [ it 15 %% 32 25 1 (cholesterol ester transfer
protein , CETP) J&47L 145 T B 3 Jik ok A R 192 1 119
fig B4t i, CETP J& —Fh i , 4 7 AH [ B fg A
HDL % # #| LDL, H 7 = 2 I )\ LDL % # %
HDL"", & P HDL ¢ B2 5.0 1L A8 IR 2 3 £
R DG 2T ff F CETP IR AT 15 U2 38 K (35 T 24
JL AN ) — S HEA T 9 v 2 T 19 0 2 4 1) HDL i
(B 1 7K S I U0 2 20 ik ok B B A AR DY (HE
CETP B 1 T ] RS 78 HDLL JJE [ B 7K F-
HaPA It TR EHvEE S
4.2 HAbfE AR

AR TgM BT A4 T U5 4 1 20 Jfd 3% 18 7Y oxLDL
F AWML AE A% (Phosphorylcholine , PC) 3k L 4],
It BH. 1k w5 230 g 39 56 R ox LDL 4% T 41 B A% $5 B .
Pt PC LA T HI T Iy fili 5 B 3k 1A J% 4 . LDLR
ZIN BRORT i 98 5 R T T 3l e 7 2 T oxLDL LI
F R IgM [F) 7Y, I 52 0 50 ok ok A e g s
oxLDL 4 57 PE TgM [ 34 3 KT PC X ox LDL A i
RGEIK 175 5 BP0 238 SURE , 2 B il 2% i Bk
Al oxLDL Z [AJfF7E 7y FAAUARE . —LeF 0 AE
JE BT ST ARG R T 4 TR
Y iz d S CpG A% H R X 1Y PC-keyhole
W5 2 B BRI AE AR I 22 O ApoE~/ B
JBE PN T SR 2 . PC S22 1L P S 25 35 4t PC
oxLDL ) IgG F1 IgM BT A4 , 3ol 20 L 105 248 Jfd oxLDL 11
R, IR S kR AR RE AL
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4.3 4Fx+ HSP B 04 9% %

HSPJ&—F i BE AR SF N 1, AT AR IR 5
KA TAAE A YRR TR AT
(5l pH A8 Ak 5% it 420) B 1] DA s K F-2%35 . HSP ]
500 Bl K R AL ERE S AR SR A — TR 5
W, ZOBE B ] T PBS 22 bR R I A
HSP65 . DNA mk i #% 25 &5 AT 2 K S s FH 245, BT A
£ 1 1 ) 4155 5 HSP65 TG I 25, WA I [ 15 7K
- 9 Bh kR AR AL
4.4 MRERmMBIEG

DCs & A PR R B 40 , 3 i DCs iE A
T B BT 26 T 5 R A S e I . A RS
H VL oxLDLVE N HU AL, 4 200 Jif e ok 1 25 008 2 /s
BLH, 17138 oxLDL Y DCs (4 5% 835 5 72 4= Thi B
P BN oxLDL 1gG T , 0 /b Sl ik ok AR R AL
4.5 REIEY 5 SRR AR

7 SCRRFR T8 T e %o O ML £ SR 3 AR
JEE VK T BT 2 Jik ok A SR A 4500 I A e . 1A
A 5T R BH |, IR 2T B 1] 20k O WURE BE A1 995 E
KT 2 B0 A B 5 AT R E 2 (A AR
SRIRE IR I B A3 W HE— A R R T R
A 25 TO BN AR X SR 5 S
T — 2 B 5 {0 SR T LAk /0 0 ok o B s A Fr)
KA E IR BT R 0 5 A A FH AL
TILJERPE T A F2 A0 AT RV D T S Jikooke E A Ak Bt B
() RAEAT 546 T, PEMTR D 2O A B

R3IAROTIEN I PRAF T

5 RESREE

W 22 25 BHEOK P B KR R TH R T 2
i G (0 e S5 52 o [RLRE O 1 PR AT A 3l bk
SO RERE AL O I A e v B B A B 2R o AT
B TR SR AR S M S 22 E A Sl ook A A AL
PERE AR AR A, GG 1 E S e M B 5 B
ok 946 e B AR S BT D S5 P B 8 By LA B A 5 B
R P HE 2 ) Bk ks e AL AR A PSRN 2 .
F BT 5 G B SOV REA R0 1 ik 5 1 A 0
AR S S e X T 0 32 MR 5l A B AR ik 19
KA, NIRRT Sk ok e R AL 4R 45 =, 9F 0 H:
b ML AE7 P B0 e ot P MR i 2 v A P R
SRS %

SR, 2 ok ok A B L 8 ey 1) A AT o i A /D>
RO ALAE (1) 14 4 AR E M A TR, A
P2 WAL I 2 5 T KRB, I O S 5 S A I
2 P 5 JBE 5T ek AT B2 BE A BB LA DR 5 (2) B
PEST R MIRF ANE 5 (3) ks RATF 5 Hh A7 A% 28 a5 B
SE M 5 (4) 206 J Aok 16 52 v ) T 24 I T] | A 7 F
I R 5 (5) MABEA B R o AR A B —HE,
2y JoK 916 A B L 5 5 v ) S 5 S5 7 A AR X T
T H re B v s B IUIRE I 1) 2l 40y 2 e e 5 51
B, SR e FRAL I A 04 S e 45 2R, DTG ) W 2 1 T
25 e oh , Wb 2 ik i U e A i AR (5 P S A
ME , A7 BEHE VL S W) S0 vh R B R A (B Al
TR 3) o % BRI A X SE kR, X 3l ki
PERE AR 1 A A i AR R FH PR B AR R L

2 Yy B S FIAL 7N = BN e S I A6 0 4
Evolocumab P2Y 1252 {k IVHIG RIS FRAKLDLAT ApoB 7K T NCT03096288
Canakinumab BELIT TL-18 I 309 RS FAAER TL- 1h FNET 4 2 H K NCT00995930
Tocilizumab IL-6 Z PRl 371 IVIAIG RIS ] 1L-6 il 3 PCSK9 7K F- NCT02809833
ATHO3 e JIE [ B e e 7 2 A 1 B RREe  HDL B EKE TG4 5 NCT 01284582

(CETP) ARSI A ATHO3 JE I 2041,
VAT AT A T R I RAS R SR
AFF012 JEHE UL RS AT A T RIS S5k A i NCT02508896
[17ii/Kexin 9 % (PCSK9)
V6 LY 1 MG RIS B9 o8 US4 & A B NCT03042741
Jili ¢ BR TR ZZ M9 11 (PPV) - oxLDL BEFTH WF5E 58 U 1 KA B ACTRN12615000536561
Alirocumab JEUHE U AL B RS AT TR AR b AT WF5E 58 I 25 A1 A NCT03355027

F11ii/Kexin 9 %8 (PCSK9)
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FUA, A 7R 2 nT R T AR Bt 4%, R 2

ARAG i B2 1) 485 ST 2 AR I R T S 30 Hh A5 3] 19 B3k
— LAY T Bz B ROFI o A3 O E %
5% B IR R AT LS 16 Ry i PR ST AT)
Ab R AL B B, BN VF 20 R B8 € 206
LDL 7 3 ok i A 858 A48 1 (9 4 1, 3 £ LDL A
ApoB-100 B A Sy I 1517 AR A bR , (H 2 H Hip
ik A AT IR RR I 25 b

[4]
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