IESHRIR S I TALRE
LY

TP ST A (4E551FR)
20255188H

© %

PEAEZAITAREE : BABERE, BB RilRHE

{71

BEYAERERTINEE RS

IES Sl :
FREEAR PLGIFP4RS . S0210524080007
i HlAIERSmS: S0210524070003



3 Rk %
RRED © Ettit %
IEBIE: (1) SMmMIEABSI1CA; (2) RIEAFEREHESR,; (3) SFEEIFZSENISIDREIEAEK.

HESMESEARAZ, MEAREEE: RERERREREEARS (FEEREFSBIERNRRE 2020) #iE, KEMESEAOB2ZA, &
MASABFAITZA, BIEATRES EMERR, LISHEEEOMERRB (ASCVD) AEROMERK (CVD) BEREWNZ ERE—FLTRE, &%
EHARAI40%LA L. BRISIEE, REEREBERERE (LDL-C) 2 ASCVD HMEURMRIKER. ASCVDERMEKAREERTENEMIHERMEER,
AEAERERFRRAEERENE, BECRETEEERERERERE (LDL-C) KEIATRR(NI930.1%.

PERETUFERARERETRR: REREERNMASar R, NEAHESRMITRANEFE—ERRE, NEoBEFEM T AmZAIER, LDL-C
THAREFER, MEIREENERERERI (PCSK9) BIKIEKNENMES. Lp (a) FFACNESHRDAIRZMERRZ T ELREY). FIEW
EFERARRHER K. EREERNE. EREETH, MURIKHIERZE B RIS AR5 M.

ZEALDIERIDRLIEEN, RAEREEE: BakEPCSKEERIENNFERZEHAERIDRIFTRAREARE (WIVEBRZY))  HExCETP, Lp
(a) . APOC3. ANGPTL3FEIEEIFIERIAR I+ KR, XEFIERIAREERRABMASEIREE. EXEBELDL-CRELIR MAESEFENRAYA
EikiE: HmREECIFGTIERNEREI: BiRER. AHEE. RAEY. EXEY. B2k mHHlE,

SRR : FRHEANRTHE, FREEARTHE; EXRBERTRITHA.
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LDL-CEASCVDHEERRISEE © Ehiit %

> MsRMiBEFHEEE. EiR=8 (TG) &5 (WEEE) FHNEFR, SIRRZIEXNMEEE2BEEMTG. MIERAATK, VASISHERR, BEIESEH (Apo) . &&RAIE
ER7HE ,§-TFII|1& HRCREASHTE. BEEES AAEMAL (CM) | REZEESEE (VLDL) | hEEEREER (IDL) | {EERESEE (LDL) , S%ERER (HDL) LiRLp (
a) . IFSTEISEEEER (non-HDL-C) EISMEHDLLSNLHIEEENSAINEERAT, (RS " BERE.

> lﬂ«%\gﬁiﬁﬁﬁﬂﬁglbﬂﬂ%ﬁﬁ (ASCVD) AFRILMEERE (CVD) BEREHSERE—(RTRR, SFEEMIRAI40%L L, BRISIEE, (KZBEEEREERE (LDL-C) 2 ASCVD

I{ES N

> {KIEASCVDRI S EBHITAREETMEMEE EEE’J%U?EE% ASCVDEANKISIHE S MASERARIEM. MIERENIRARSETS AEEEEEME. SHB=EMmE. RSESEMm
ERESEEEEEEERE, Mk EmARERIRASCY DRI RHIA,

B MSE O 8% R A Aok i

Surface Monolayer of
Phospholipids and

Free Cholesterol
Chylomicron
Remnants

ot

Lp(a) Pro-Atherogenic Lipoproteins

Anti-Atherogenic Lipoproteins

Apolipoprotein X \
\ S— Hydrophobic Core

of Triglyceride and
Cholesteryl Esters

60
Diameter, nm

B%: PEHASCVD—AMGIKEAR (EELBEE)

v ETERMS (%) HiEER < Y e = -
ox  EEEE R O i - 20 FEARFHEEFAE (mmol/L)
(g/ml) (nm) TG ™ s = E=:d Hity
™M <0.950  80~100 90~95  2~4 2~6 1 B48 AL, A2, A4, AS INGERE BRYPITCIEERE N NFREEHAAR Ars e LDL-C HDL-C KR JE HDL-C
Al G, EIENIRETCEINAAR, FISEKRERIEE :
VIDL  0.950~1.006 30~80 50~65 8~14 12~16 4~7 B100 FEESRE FRAL K — <26 — — <34
E, AS fn
DL 1.006~1.019 25~30 25~40 20~35 16~24 7eil BLOO €2, C3, E VLDLFHTGE AR RS JBLDLAIE, EBoyRAFARLE & i KT <59 <3.4 == <l <4.1
IEERSEERR, ELDLEA ST NEELIEE
LDL  1.019~1.063 20~25 4~6 3435 22~26 6~15 BLOO VLDLAIDLH TGRSR KRS/ ganpg =52H | =34H =17H |=z41H
FIFIF Uk Sig] —
= — : <6.2 <41 <23 <49
. {EHEERRMINDELR S, HiEEEREATiaE
HDL  1.063v1210 8~13 7 10~20 55 5 Al A2, 3, E, M EERFEFVNGAR .
HHERBEH T SAR] =62 =41 =" =23 =49
L A TSR FFAMA i SLDL
p L0S5~L085 25w30 4nB  35wd6 17424 6n9 o B100 ErtiEh Al an o St IR ARG — o <1.0 — —
(a) (a) PREIEEY
. ASCVD= shliks gL 'C= GH[EEE, LDL-
H: OMASLEEA, VLDUMBESEISES, IDUvhEEISES, (DUSEEEINES, HOUNAEEIEER, p () WIEES () . TONERSE, Ao (2) NEEES () A B AOMKIRERE A O 2R TC __“ MR, LDL
C= R RIS T [EEE, HDL-C= YRR FHEEE, TG= =
ARk : Kenneth et al. {Introduction to Lipids and Lipoproteins) , (# Emfs#&®45d (20234) ), fig; Jo; FP AR T WA= E 12h ;J\],J_ 14 LAS ACE 4

(P BwAgE 325 d (LEM20244F) ), SeAGIER AT



KEMEREANRS, SMIBAZLYIZA © EHLE

>  HERAMESSSHEEEER—EHESERRKE. 2018F2EREERER, 2185 MAMEFERBREN35.6%, 52015FEHENIMAS
SEBRRARAEIT L. RIERERREREEARS (FEEREARSELERINNIRS2020) HiE, REMESEAOG2ZA, SMEEAR
£911Z\. 2014~2019 FChina-PEACE MPP INBAEERIYER, REKFRERMIERFEIEZXEZ(FHDL-CIMAEFHSTGIAE.

> iRiEnatureXEET, PEARFE1980-2018iXif40 A, IFEHEEERMEER (non-HDL-c) KEEKRRHIER.

Bik: YERATRLERAF XA ERE B&: 1980542201852 K&K F LI s B EKEZ G IEEBEKF

a
o =
301 M CCDRFS (=18 %) Ml CANCDS (= 18 % ) Ml China-PEACE MPP (35~75 % ) CNSSPP (=40 %) ﬁ
L
25} _ o
22.4 L
19 Y e
g 2O
< 16.9 5 p .
= 15.0 - : - -
M 15) 13.8
&
P 11.3: Garbobean BAmerican Samoa o BMontenegro ESeychelles Gartbbean £ American Samoa o CIMontenegro OSeychelies.
< B Bahrain ‘BFrench Polynesia B@Nauru @ Solomon Islands B Bahrain [OFrench Polynesia ENauru ESﬂl lomon Islands
10k BSermuca Cibat Bhice Diokela, i DOBemuca Biroat Biie Wroke
B BBrunei Danuscalam @ Maidives BPalau OTenga = DBrunel Darussalam  OMaldives EPalau STongs
Howoy Bvanis " Sen Tomo and Principe Banvats Boomeros Ghams " mSen Tomo and Princive Gansatu
BConk 1sands ClFoderated States of Miconeai BGoak aands § Pocoratod States of Micronesa
5F
0 < : g - F = "
LDL-C = 4.1 HDL-C<1.04 TG =23 ' 'm Al
MASFHER( B mmol/L ) o
.,
;:CCDRFS: EEMAERBIEZ LM  CANCDS: PEMAERS@MFHEN, China—PEACE MPP: hELHERSREAHE i
HHESGETME 5 ABEE CNSSPP. dERZEFHEESMHLEIE, TC: HABERE LDL-C: REFEEROBEE HOL-C: 58E "
BEE CEEE. TG Hih=8 -
S—— BAmercansamon  WEYl Bortenegro Sseycheles cutni Dseychetes
@ Bahrain DFve_n\ch Polynesia BNauru W Solomon Islands DF ench Polynesia OSolormon Islands
. i o bunt banssalam DN Brone.
a6 Tome and Principe Bansats BCameres '”“’“"‘" et Tome and Prncis Damuaty
B Coawimands B Pecoatod Sttes of Micronesn BGoak sands B Pecoraiod Sates of Micronesi

Age-standardized mean non-HDL cholesterol {mmol I-1)

B i
20 25 80 35 40 45 50

FARR: (PELBEEEE (20234) ), PECOFRESEBRESREA (FECoFRELRRBIME20224%) , NCD-RisC {Repositioning of the global epicentre of non-optimal cholesterol) , 5
B RS IZA NS, (FBEEREASREMRLRE 2020) , EARERFLA (Gi: aBlRT1980F 4 tk, b K T2018F 4t ol RF1980F B 1, dIE £ 720184 5B 1)



LDL-CERIEFiEaTTaEES

PERER#R: LDL-C EfisinrAE . LDL-GAIR/E, JEHDL-CHIREFFELS. LDL-CHIAFHDL-CIAFRETGIAE (22.3 mmol/L) AJASCVD
Sk LEE, JRXA_THRAEEER (EPA) AT LAH—SM(EASCVDIXIG, LDL-CREIEHOR, <Rt aiic, ASCVDXS NS,

ApoBRFFEHEIBKAHBUIEERNEERLINER, R2XEEREL (LOL) ZENEEER. BE, 50 FREERKARRELISER TR 1Y
B11ApoBHF, HApoBABEESEEERTHIIEE MR, FEtApoBRLDL-CHIIFEZEIREHIEERE (non-HDL-C) HaEMHEER IR MK+

>

>

EEBKAEE B IS B RIFTRIES.

F [, E
@ /f i “I‘ 23
HUAFU SECURITIES CO.,LTD,

BERESRES: EAASCVDRIARF, JEFESNT3 N REAEEAZIIRIEE AT, NESMARIELY. MTXEYIFBERaTrREM, i

IEEREMANERPFREM TR, SLDL-CARBEIAIREY, WJEAE ARt TXMAE25Y), WRERRRAGDHIFIs/ AR SR

(PCSK9) i, XMFTASCVDEBSREE, IS5 EEREMAMTRIGYFIPCSKOMER, LARIESRZE LDL-C BHfAR.

PETGERES: TGHESMEREELARXAETEX, EHHHEFIRRTER0HETG, (KERTGHBIFREENRER, TCHENMIAERE™E
PRHERSEAN. RETCHZAMTEZEENIEE, w-3SRBHIEHE (w-3MEE, ERAEERLHER) RIBEKEEY.

Bk MRE¥es6) BARME

ASCVD AR %5 LDL-C #E7£ HA#{H ( mmol/L )
fikfi <34"
HOEfE <268 7]
O <1.8 HESLLRBFITIEE >50% "
e <1.4 HEFELFRRIRRE >50% -+

. FTRE IR ASCVD 5. T flE & s B Ar{E W

“FrE ARFRYIMAS EHE” IR & o .

WA kR: (P EREE RS GLEM202445) ), EMGBAYEAMIRT, EARIERI A

B&: MRER%B AR

| HUE ASCVD iR sy IRsE BbiAT |
I
v ¥

- e

EFARTH | EEnATH

VAsb !

LR PR 7 9528 |

VRikhs IR LDL-C KB

i 22 7T 2 2 P

e ESEL T
[ e S

VRikii § MELL BRI R AR

Tt Al PCSK9 il

HE:

PCSK9= Al 8 F AR iR B 9.
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HUAFU SECURITIES CO.,LTD,

©

> RIERRIEZS EEER R 2 MR ERER S EEFHEX TG, TEIFIBERZSYEIEMI TR, IBERSIRIHDHIR. PCSKOMPHIF.
EDmEREIEIER. TERF TG RUZSIEIENREREGY). w-30EME. WEERERZEY.
> [EENYESNARISRIMERETFRKNEDR, TEENERBMISEFE, #—PI#EASCVD Kit, BLEHNFRREL.
Bk: HiTEMERESH B J2 EBIOKH . PCSKOM AR 2 Bk: 12BTGHS
W [ e % o ey 4 AE i S s Akt R
T BIFEFRALIT 40~80 mg A 10mg, 1/d mfggfﬂ;ﬁgg’jfz‘of e B 0.1g 3%
(B HARETTRER LDL-C = 509% ) 5h8f % fbiT 20 mg L I B A & i, RORLIEARLES 0.2, 1A
FTHEHEALTT 10~20 mg AHES 0ms, 1/ R gy THIRERIR 0250 LKA iR, MAR R
e — — — U AL 02, 3%cM S
T ARATT 5~10 mg RELFA | 140mg, F2RNIOLTES | THAKLDL-C£H50%-70% EHIBERA  04g 1%/
FLAEARIT 80 mg POSK9 MALER | 75mg, H2BVRLTiRM | THAKLDL-C£50%-70% FAEDLFF 0.6, 2% M
rh A YEARALTT 40 mg JEmE | 150mg, B2B—Kk K FEM | T AKLDL-CZ50%-70% w - 3 IPE o ﬁg@@ﬁ? m}F ’?L
(S HHRAIRRIE LDL-C 22%-<30% ) DT 14 me FAAZ | 1 THRNA, EHINGEHFF | R A A, P Epasona ' B Lo B
BeAR AT T 40 mg TR W MR 0375-1.000 8,  FHZT . RS
e 1S G A EFHE 0.5g, 2:k/d T e g o e * iy LM Rk PR . SR
SEARAMLTT 20~40 mg ¢ AR A2 BB o B i;‘lnl% e 0.25~0.50 g, B LA L AR [J‘;Usli
MAGRE 1.2 ¢ S 2% A TR T8
TE: IPE= “HIURFRCBE, EPA= “HRIUBIR, DHA= "1
, a s . WK
Bi: BRAMNEELSE A R% '
I A5 T F S i P i i e
o T 22454 + 0 [ Al 5 WZGAIT IR LDL-C A ikbx HALE
T 2524 +PCSKO Il 57 HLZTRIT IR LDL-C A kbR LA T
{72525 4 + DA TS BRI 0] +PCSKO k58] KU 2SS LDL-C A ikbx LA I
T2 + 0 -3 IENGfR (IPE, EPA+DHA ) sli{ki# 04F LDL-C i5#5, TG 2.3~5.7 mmol/L Y 7 IS 1 =) 4

M5 + 0 -3 I§NRE (IPE. EPA+DHA)

HZRIT R

Ja TG = 5.7 mmol/L,

AL

7E: PCSK9= fil i U (LB R TR T 2 95
FAbRR: (OF BeRgEeisd (GLEK202445) ),

* i IO T AR eh R AT T 22 A 4 v i

A ARIE F AT R

ZAbTTZGY) (

( BfRZifs k3 .



PEREALES/ EMEETHIBES A © LHi %

N4 sy s N M x R I Z & 2 ,‘T 209 ZA—
> IREKAREIE, 2023Er AT ERIEIS S YA AEL B AARTAZERBERE/2HHTop20EA (fL1)
84.317, HAEKKRIRAImFNEZZEPCSKOMHFI (ﬁéibfﬁ«’ﬁ.\ 7 FESY 2019 2020 2021 2022 2023 2024Hf
*l] @ }C'?“ﬁlﬁw%i é] :‘L—) L)\&HEEE?“&W?I(U (;@ﬁiﬁ) %?‘ﬁl%*tpo F‘T«fﬁ'ﬁ&'lﬂ"f]’ 67 24 23 26 25 12
A RA T 35 14 11 13 12 6
. . _ Rik I, h 0 1 1 4 9 5
Bk: RARFAZERRIBLE/ AHBTHAR (FFL) LR
16000 - BT A & A% 4 0 0 0 2 5 3
14000 - R £ A 4 6 10 11 6 3
12000 | ERAMT 4 5 6 6 5 3
10000 + WA — — 0 2 4 2
8000 - — | [ [T &3 5] 2 3 4 4 3 2
6000 F FEi% N4 2 2 3 3 3 2
4000 | EX T 1 1 2 2 2 1
2000
. . ‘ ‘ ‘ . VT A% AT 45 10 10 3 3 2 1
2019 2020 2021 2022 2023 2024H1 A AT T AT 5 5 6 5 4 1
B HMGCOAZE BB #p ) il (HeiT %) Wb BEA A (@4 BATFUKH] . PCSK9) AT 3 4 3 2 2 1
| By s IS
W A5 A S ) W A A A F AT 5 3 1 1 0.5 0.2
F AN 4 0.3 0.3 0.3 0.3 0.3 0.2
% Wiz Ag 0.2 0.2 0.2 0.3 0.3 0.2
xEI L — - - — 0.0 0.1
PEER 0.0 0.0 0.0 0.1 0.2 0.1
% W U 0.2 0.2 0.2 0.3 0.1 0.1
et N B — — — — 0.02 0.04

TR KA, ARiE R PT 8



>

PERETR Rk ESTHIAZEIE]

IRIBKAIMEEE, 2023F MmN ERpEAE EPEJZ?'“iﬁiiiJEF'IﬂlHaF%?J%E

TAtRR: KRR,

EREIRM, 2023FRFHEIAT 92T,

EBExI=

B&k: KRBT ALZERELRF KRB Top20&#+ (F75 L)
2019 2020 2021 2022 2023 2024H1
Ao Ji5 330. 1 418.8 666.2 749.2 789.9 383.0
SIS (M ER) 163.1 166. 8 216.3 249.6 360. 3 186. 1
R o B 107.9 126.8 170. 6 214.0 261.3 131.7
Ao i iE 119.9 126.8 155.9 142.0 122.2 54.6
% A 38 bk 67.5 71.9 73.4 77.8 67.8 35.5
iEPES 34.0 36.7 47.7 53.5 50.9 26.6
M fig R 55.5 65.7 81.8 73.6 50.0 20.9
A 59.6 61.6 58.2 57.0 38.3 19.7
A RFE ik 28.3 76.9 40.0 38.0 43.3 15. 1
T g 38 2 1.2 7.8 14.7 17.3 20.1 15.0
ik — — 0.2 7.1 20.5 11.3
RS 19.9 18.6 18.2 18.1 19.0 9.5
Mg T 11.9 9.4 12.2 12.6 13.5 8.6
T ik Ak 11. 4 14.6 19.5 18.7 26.2 6.0
% e 8.5 7.4 9.4 6.8 6.9 4.4
BRA) R 53.3 17.0 8.1 7.3 10. 4 4.2
k2 4.7 4.4 4.8 5.4 7.5 3.4
iR 3 13.8 10.6 9.1 8.2 6.1 3.4
AN - - 0.0 0.2 0.1 3.2
T g AL ik 9.8 8.5 14.1 9.2 7.0 3.2
Top20 &4 &-it 1110.54 | 1250.16 | 1620.29 | 1765.27 | 1921.16 | 945.33

A ARIE F AT R

©

HUAFU SECURITIES CO.,LTD,



EHlEIRESSEREERS © EHi s

> IRIERHEENE, EISZSHERTop10EERMT, IBEMT. WEFEiT, SSUtbFEEMTISLARMKITEZMIIEMNER, BRERIR
RRFS RV EHERIAOEIRTES, W UERN. FAIRCRRIEE RS,

Bk: 20235 BAERARELERAEHRTOPIOERFR Bk 20235 £ 2 %G5 AR E
ﬁ%ﬁﬁ : R ¥ A4 () 3 FEFRA (L)
130 T \om - A A0 medE B —ok o FIE A BB A 408 181
& : B, AR KA H80mgE H —K.
FIFELEAIT 45 4230
; AT AT 5mg 3.4 At FEmg, 01k 1229
2 # i 2112 =
FraTte T 5 ECh EypeTyyyT
T AR IT AT | T4510me (i 35 47 . B H h ok
3 HRIE LB 1141 = A | mAETiD B 89 AR, BENERGA—K, BA-H. 5236
F A 10mg
4 ISR 864 = A kA 10mg 6.1 B A HEE—K, HK10mg 2229
5 %‘fﬁﬂﬂﬂ— 671 & S 10mg 6.4 Kk 10mg 3 20mg, K —K 2325. 05-4650. 1
7 ik f ¥ A ml: 0.14g 283.8 T 4 257 H140mg 47 A1k 2420 mg4 A 1K 10217
6 Pl P AT SR 4 613 by
==l 157 1 9 A 3 37, iml: 75mg 290.7 AIEFF A T5mg, K TFiEM, HF28—Kk QW) . 7558
7 Bﬂﬁﬁﬁﬁﬁ 594 B/t
ES S 1.5ml: 0.284g 9988. 0 BRESRE, BINABERLY, WEHFA AL 19976
8 &= 593 F-HAl
Ao % AR 0.3g 1.1 OlRe —k2E, —R2K, FMBEIRA 1534
9 BEER 569 s
10 E|2EAnE S 502 &

FTAbRR: RF, KK, HFRA, SHRILAH, LARIERF A 10
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1 — 3 e 4 UE 7
PCSK9: (EaBISiE, THREHZY © %

>

>

PCSKOZHPCSKOERRIDMN4SBMERRS, TERFIRF4, PCSKOSATEEREAILDLEK (LDL-R)ES, (FLDL-RiERE, M3ZLDL-CKEFH
=, PCSKMPHIFIRTLUAZIFE{ELDL-CKFRIB Y.
BB EBRYEERmPCSKIMIZAY EER S EMFNsiRNATFWLHI, PCSKORTEIEAnI fEER P& S T/ FMmEIMALR=4RIPCSKI9EH, HIE
HE5LDLREE, FHR/VLDLRO RS, MTIBEIEIRLDL-C/KkYE, MIPCSK9 siRNARIERNGITEEN-Z BRI EIRER (GalNAc) iRl
PCSK9 siRNAIBIT 5SXERIRIEEEZIR (ASGPR) E5HANTHIE, HMETRNATFHANFIFEFEPCSKO mRNA, E/DFFAEPPCSKO™=4,
PCSKOSERE KT ARE., (1) RNIZEHERASO: [UHrFIEAZD8233HJETESIAN ObiiFIEEEINRERE R, SZTEFIHEL,
AZD8233n] BE&{EPCSKIKLDL-CKF73%~79%, XRi2S HIERENFEPCSKEEMZAYHA{FELDL-COKEERSNZAY. (2) $EM
PCSKOIRBATTiA: IbHAZ PO LZREFINIRARESR, EASCVDEESF, MK-06165f75E8FELDL-CKFEEELZTHEZSN TR, F8EF
. MK-0616ZFIEiaTT ANLDL-COKFERELZTUWREENTLEFIE FFiE: 41.2%~60.9%) . (3) $EMEPCSKIRYEE: Bri, ATO4ARI
ATOARMEE EHTIHAIMAILRIE, BERO. 4a A TERAEEN, EEENE0FEEZINE T AE. (4) PCSKOEREMmIEA: B
I CRISPR-CasER e AR rISLIIPCSKORIKAINF ., EEERFERE A, SMINEIZCRISPR-CasifEmIERIAS I NPCSKIThaER AT, 2024
F8H, EEMS(S I ZITPCSKIEEARREREZIYOLT- 10 IARIRE(E (RZEEFA10.35(ZARM) .

B & : PCSK9¥e & 2544k A ALl

mAb Adnectins

Alirocumab BMS-962476 = =
S R Evolocumab ~ LIBOO3 Vaccine CYCII‘;
e =y peptide
AZD8233 Inclisiran .. o }\. +{ & /—@}LDL
\/\/\ PCSK9—"¢’e @
Plasma ) ! . V-
membiare. _jSaR-i ASGR -y LDLR-5Z N e @ » i
Hepatocyte ? %
cytoplasm J[
PCSK9
synthesis
CRISPR-Cas | pcskg gene e ————
base editing | MARWVAVA RISC i ? %
v ’ VA VAN l l LDLR
\y)\y‘i\y}\ recycling
PCSK9 mRNA )
\N\N\S VaVAVAVAN /§£§/ =G
\/\/\ \/\/\ m—
> > PCSK9 mRNA PCSK9-induce: LDL
(R'N’a;%\:l};\v}\\( N <RN;5§ H//\V/\V N degradation LDLR degradation degradation

Nucleus

I}LQ/ PCSK9 mRNA
degradation

FH &R Julia et al. (Novel and future lipid-modulating therapies for the prevention of cardiovascular disease) , EAiB S fE MRS, SREMT, RELMWER, KIEILHFFTH 12



LY e AL 3y 1»*—.
PCSK9: SESBISIE, SREnNEY (O R LI

> RIEEZELHIE, BRIERPCSKERE LHEZMEY), BR7TIRIE EHAMKISITRT. AR, ERARR. Hea=, URSFHL
THRIFERPCSKOBRTILASY, BRIAE4sK Mt T IR E Bl EHkER, BERZIERARRAINE.

B%: BARPCSKIEAIFI (W RIHFAIAL)

1745 # 4 )X PCSK9 JR K R B B n i e i AR B R e 2 k7 (2024.9)
5 X, 5 9 4 BERAEY PCSK9 JB R Ve B Re B BE o g R B S fn e 2. L7 (2024. 10)
AR e E % PCSK9 B2 2] B o I A 8 G S PiF L (2023.6)
enlicitide 'S PCSK9 FNIRF AL B A2 B BT e g Phaselll
SAL003 Fxk PCSK9 5 12 B BE o Ao AT 3 A8 A Phaselll
Lerodalcibep HEEY PCSK9 502 B B o Phaselll
1 BN T ARG IT R ELDL-CAFATAY &4
AZD0780 o7 47 1) B PCSK9 S S S B 5 Phase |1 /Il
SYH2053 (siRNA) BHER PCSK9 B R K M e B B o JE SR A R Phase ||
CV1-LMO0O1 B BIEED PCSK9 &2 B B fn JE Phase ||
T A ANRE TR FARMILES R % PCSK9 % 6 E Phase Il

FA KR BEHES, BAZEMWER, BRAEHER, FHiRWE, EHIN, LABIERF T 13



L PCSKIRRIBERIRFFIRIE~m

> RHHKEILRHT 201558 BIRFDANE, 20185F7 BIEEMRARAL, FEIEMIAIFE/CEF201557 B3RFDA/LE, 20195128 EE Rk,
> NHESUIENRE, BRRHKS/CREEMCEMIEERA R R T FEIEF /LR,

1800
1600
1400
1200
1000
800
600
400
200

Bk : WHPCSKIZ 4tk

HUAFU SECURITIES CO.,LTD,

Bt EEIH BARMENR %LDL-Ci@ &
Ri& K E G 2018474 140mg, A28 1K K Fixst AR 124 A $42LDL-CF4&#&70. 2%
T ) A3 4 FiEIE 20195712 A 75mg, H2RNVKE T IiEH A g#R: MIKLDL-C48. 6%
POSKS FEGHER 12k &4 202348 150mg, #2J8— kL TFiE4t LDC-CI& 18k 65%, Lp (a) F&1343.3%, Rl ERM
%82 i 203587 | TTHRNA ?’“ FAERE | em s, 75 594, LDL-CHa33%-35%
Bk: SHRELERAKEHA Bi: BAT/REENADLERMERL
_ 1635 1616 7 140% 700 638.9
: 1296 1 120%
1117 4 100%

887

L 661
550

319

141

N kAR A (BH£EL) Yoy

R

1 80%
1 60%
1 40%

1 20%

0%

P Bl F2asd GLEM20244F) ), S RIEART,

2020

RPER, REEER, BETER, Kk

2021

N A G R (BT £ )

2022

2023

Yoy

, nmpa, drugs.com, £AZIERH AT

2024Q1-3
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ZiHPCSKOE MM ETASHIEE © Ehit %

> ARG/ RIUIKE R S SR SR A AR TSI ERIR /0. LM RSO L2560 % A, FEIERIMIFIF
jl:%f LDL-CiZiEREE RS B HERR I IR R AT,

Bk dt:ﬁ:’fﬁf&ib$aﬁFOURIER-OLEﬁ%‘] 3 Exi‘s‘(’f% (BiER BT AR, T2ChEFRNY) Bi: FAO/KLIETH ALK EKIEODYSSEY OUTCOMES)

A ; g’
i2 HRI0.85 17.5% 5
5 e (95% CI 0.75-0.96) i o eynsaasy
£3 P=0,008 15.4% H 0003
Bg §
£1 5
=% £ ne%
g H
£ o
| . TR FRALL
h | LDL-C¥ 3 F L SRk AR E
g3 £
£ ;
H E] E] —— Piacebo — Evolocumat: 1004 16+
g8 Placebo — Evolocumat ; Lt Hazard ratio, 0.85 (95% Cl, 0.78-0.93)
2 —— Evolocumats —= Evolocumat H _ = 90 P<0.001
2% g ™ 3 3 124
as 0 1 2 3 4 5 = ] — 804
0% o E
7 T T T T T Vears E £ B Placebo
0 1 2 3 4 5 Number at sk g = a0
s T 9
— Yo lSpTEmmam wm @y o ogm o wm g - 8 Alirocurnab
Placebo—* Evolocumals 3280 3055 2876 2716 2573 1706 ] @ 2
Evolocumab —+ Evolocumab 3355 3186 3033 28090 276 1754 c = £ T 50
20% o ] S £
- 2 5 44
L 3 3 8 == ﬁ /J o, HRO77 ¥ u 2 40
B&: ZHARE K ELIENE R EL960% 0T oo 5 S 4
P=0.04 : a _E 30
c o T T T 1
100- 7 g «Q 5
Z 3 B
- = = S ——. 3 £ Placebo—s Evolocumab = g g 2 0 1 2 3 4
N —— H —— Evolocumab — Evelocumab
| 517 0 T T T T T T T T T T T 0.00 10
o nl £ 0 4 8 12 16 20 24 28 32 36 40 44 48 0 : . : .
3 | e
% i 8 o Months since Randomization 1 2 3 4
E oo 5% ;i i
i nii Years since Randomization
2 .l 3028
& o evdocumss | i
i . M_/ No. at Risk
» : : : T L T Placebo 9462 3305 3201 3471 629
10- pumoar af ik Years Alirocumab 9462 8846 8345 3574 653
lacebo —* Evolocumab 3280 323 3155 3081 2991 2049
— | s i 314 28 317 3080 2069
Th a4 b k& % b o 1 ik de
Wooks
L7 ma bl w ;s nam o o us2 0
Bl D Dk e des b e 5 i e
w s s % % 5 st 2 2 5
5 a5 5 5 5 ] 3
oo ool omi om0 <o o om  oml

FH&iR: Marc S et al. {Evolocumab and Clinical Outcomes in Patients with Cardiovascular Disease) , Michelle et al. {Long-Term Evolocumab in Patients WithEstablished Atherosclerotic ‘]5
Cardiovascular Disease) ,Gregory G et al. {Alirocumab and Cardiovascular Outcomes after Acute Coronary Syndrome) , &A4&iE & %P7



R HPEIEL LeqioiZ = NNEE © Hiit

YEREIKER EHAISIRNARRIBEZSH, InclisirandERE R ARIBRIERZAEBHEIAERI (PCSK9) BIMRNA, PCSKOZERFIEEMAID LEY
“RREES, ‘I'ﬂEﬁ&FHEEEZW (LDL-R) ZE&FHEEEPEAME, Ri/VLDL-RIFMEHLDL-CHYERR.

InclisiranSRiRENRARRRET: TEE/EATRHIEPCSKIZEAMIMRNA, EBITRNATFHAEABHMEMRNARIKTE, M FHE+PCSKIAY
FL, AMATLUREHEWER (F5F—%t) .

InclisiranF20215:12 B3AFDALE, 2023&8}%2}6 ENMPAHLE, MNEEEEIERE, Inclisiran2IZREINEGER, 2024Q384EEA1.98(22E7T.

B%: &% Leqvioid T RE

Action of PCSK9 protein Action of inclisiran
1. PCSK9 is produced using mRNA 1. Inclisiran binds to ASGPR receptor and
2. PCKS9 is secreted is endocytosed
3. PCKS9 binds to LDL receptor 2. Endosome is degraded releasing siRNA
4. LDL receptor is degraded 3. siRNA loaded into RISC complex AE )
4. Complex binds to PCSK9 mRNA and E % ‘i%-‘-ﬁLqulO—% /#] lﬁ_ (}L
destroys it

IncI|5|ran

L .

182
151
@@ = (@) -,0 150 | 123
[ | ' RISC 90
\‘ "/ / 100 - 78
i / -
PCSK9
". q \ ) @ 50 " 22 34
PCSK9 mRNA  LDL receptor . .
@ >/ / 0 L N - 1 1 1 1 1 1 1 1 1

2022Q1 2022Q2 2022Q3 2021Q4 2023Q1 2023Q2 2023Q3 2023Q4 2024Q1 2024Q2 2024Q3
@ PCSK9 mRNA

ASGPR = asialoglycoprotein receptor; PCSK9 = proprotein convertase subtilisin-kexin type 9;
RISC = RNA-induced silencing complex; siRNA = small interfering RNA.

b

M Leqio# & 31 (USD m)

FH KR : Jonathan et al. {Inclisiran) , #&F R, #HENE, BEERANRT, Ri@IEEF I 16



15& LequiollfiFREUEES © Hiit

inclisiran FDAZRLETF =106 IGHRORION9, ORIONT0F]ORION11: X B % : V-INITIATE C(inclisiran first’® %)
3AMmlEARIRIE Ao Ea, Inclisiran i877 17 NBfE, 38 LDL-C [#(KT [ iy ] sy ]
50.7%, FIPCSKIPHET 80.9%; LM HE, InclisirandBSZREFIHEILL. Vo ©) Vo @

> EERRAERR AR TR RIIER S ST BRI EEORION-4,

(n=225) (n =225)

V (VictORION)-2-PREVENT, V-INITIATE, V-INCEPTION, V-REAL, V- o e W o

DIFFERENCERIV-PLAQUEZ, O o | ose ol new oo

<55 mg/dL
discontinu:ttiztrilr" I co . 520 inje::;::ii:; . (0532 0.0%
B & : E&ELeqviolll A X 4 15 & X 1 e

Implementing inclisiran earlier in the treatment pathway via the inclisiran first strategy:

« Significantly reduced LDL-C vs usual care without new safety concerns

A Percentage Change in LDL Cholesterol, ORION-10 Trial B Absolute Change in LDL Cholesterol, ORION-10 Trial * Significantly increased LDL-C goal attainment vs usual care
« Did not lead to statin discontinuation
20 175
] ‘ Placebo -
@ 1Y S— T | e - 2 150 3
i o 3 1 olacebo B&: #E#Leqiolk BB RER
35 1004 < >
%8 o - e A 52 RA ¥k L
2e " 2=
gg Inclilran 5 50 e ORION-37F 3L i 4o 20224114 i ¥ bR A FEKLDL-Cay A 21
& -80 =) 25
1004 S S B - . B S B ORION-87F 4 3& K ik 3 2023481 i * b K A6 I AKLDL-CHY A 21t
0 90 150 270 330 450 510540 0 90 150 270 330 450 510540 -
A FALIT Rk X FILDL-CK-F &4, RFpH
Days Pays V-INITIATE 20244411 Inclisiran, Aa%cT % #Lig77 4T % % MAKLDL-
No. of Patients No. of Patients CK-F
Placebo 780 762 745 724 715 698 666670 Placebo 780 762 745 724 715 698 666670
Inclisiran 781 758 757 737 731 721 691705 Inclisiran 781 758 757 737 731 721 691705 V-MONO 11l #7115 /i X 3 2024481 I59E | equi o3 B FELDL-CHE T4 A7 o A A= 5 A )
C Percentage Change in LDL Cholesterol, ORION-11 Trial D Absolute Change in LDL Cholesterol, ORION-11 Trial

20'\ Placebo 1251 Placebo E i . ‘i%i?Lquio}é & & R&ﬁ&@ﬁ'

& O g —0=—* == == 2 100 ’ ‘
L \\/\/\4 % VIRGE & 20254 i th 20264 % th 202743k th 202943 th
Vg 55 75
o & £33 e ™ = ™ = —
S 40 i - P JU & % o g U & o i LDL-CH 3 )5 #9 =k
% E 4 Inclisiran 2 £ % Inclisiran A (HeFH) (HoFH) HefH 5 OvPR
g&
& -80 a 2z s NCT04652726 NCT04659863
Kb 2
00 - - I S o - - o KI5 (ORION-16) (ORIONA13) NCT03705234 NCT05030428 NCT05739383
0 90 150 270 330 450 510540 0 90 150 270 330 450 510540
A 141 13 16124 16970 14000
Days Days
No. of Patients No. of Patients Py . Py A8 IR
Placebo 807 797 785 774 773 764 739749 Placebo 807 797 785 774 773 764 739749 EX YT ¥ PN 330ﬁ".?" Cfig?h 330{"?" ?fx%!& 5 (s T, 3P-MACE 4P-MACE
Inclisiran 810 790 796 778 773 768 724742 Inclisiran 810 790 796 778 773 768 724742 AELAE D 28 E AN & '}%}‘Lf‘\’r)

TR kR #ETR, ZEERAMNKS, EHAEF, Michael et al. {An “Inclisiran First” Strategy vs Usual Care in Patients With Atherosclerotic Cardiovascular Disease) , Kausik et al. {Two 17
Phase 3 Trials of Inclisiran in Patients with Elevated LDL Cholesterol) , % 4&iE 4 % AT



MASITILHEYE: BEARZ, HAEX

PCSK9: REAEEL, BEFREBE, XEMBAREE
Lp (a) : PZAEHTERL, MNCERIRF/S

H{h¥M5: CETP, APOC3FNANGPTL3

AW
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fEE=lp (a) : SUOMERBRISEREREX

> TMTRFIIEEFIERA, IEEA@) (Lpa)) EaIRE@ELE 0 Bk

© ‘EHIL%
HUAFU SECURITIES CO.,LTD.

A& E B (a) 254 694 B AL (Pelacarsen, Olpasiran,

MERBOEMNIRETEEERER, Lp()KFAEMSOMER Muvalaplin)

Injectable RNA-based therapies: Antisense oligonucleotides and small

BRESENEINERIAEX. EERQ)RE/VFeHEERE, FZE
FEOMENEIHETITENRN, SEEESSEMMEITREY., &
PE, _’JEZO%AﬁiE’JLp(aVJ@FE% (BERITHZ LH T ERT I
{EELp () 2K FRIZSH. Lp(a)EMEE%FHEEEI (LDL) HefAlEAsEH
a [Apo(a)] Bk, WEL—FEHMNES, B, FEIEApo(a)iIsEmk
HAERHEAEER (a)kF.

B%: Lpa) AR LH~EBL: LDL(E# ApoBl100)#i+. HA5&E @af OxPL

HIEEH a KIVs K'Wof&
$e°OxPL
-

sE:Lpla): BE® & (a); LDL: {RZREREE B3, OxPL: FALBEAE; ApoB100: #AEE B B100

AR IR A A, ARIER AT

interfering RNA (siRNA) prevent translation of LPA messenger RNA (mRNA)

Antisense oligonucleotide : siRNA
i i
: : RNA-induced
Ribonuclease H1 VL SIRNA l silencing complex

quide strand

LPA MRNA © LPAMRNA

i~

LPA mRNA degradation blocks production of apo(a) necessary for Lp(a) synthesis
4

Oral small molecule inhibitor therapy: Muvalaplin binds to apo(a)
to prevent formation of Lp(a)

apo(a) Muvalaplin binding to apo(a)
KIV7 and KIV8 prevents bond
between apo(a) and apo B,

Muvalaplin

19



PEEEFAHAHE: KiTERIER. A

> BaifEklp (a) EREYFiELENpelacarsen, LifolpasiranflfLkMlepodisiranfbFIRAR=H], LtIMLEKEYNDFZ5¥muvalaplinB g5
BRI ERR 3 AR M E EUEIEH .
> Lp (a) $BskBIgNFaEE. 2024510 B MERFIRFAABERIABIRRIERIMY, #HEHFE—FIRFRBISIF/ NS FIEEHR ) (Lp(a)) iMFEF. RiE
—XAREEER ()IIHEIF, BFFAFFEREET S, URBAFESMOMER
EHIEBE— ARSI L, BES0ORND FPCSKAMNEIFIAZD07808KA, EIRXTFLp (a) I FHEMER RN FEGIEIEIRESNTEHN

N, BUERFERISIRIS AL SRR ImPRBIR G V73 F254YS2302018,

BHivE,

7, mahzalk

Bk&: 2%Lp (a) #HAERHSHMAER

(O R LI

B AR B R 3 H

pelacarsen (ASO) Eae apo (a) ; ASGPR & G (a) 35 & R 11 HR 2024/10/1
olpasiran (siRNA) Zit apo (a) ; ASGPR NN X W o & & 1 HA 2024/11/12
lepodisiran (siRNA) ik apo (a) fE%& & (a) & i A 111 3R 2024/10/23
zerlasiran (siRNA) Silence Therapeutics apo(a) ; ASGPR f6& 8 ()35, wiEHFE W& R 1135 A%, 2024/7/31
Kylo—11 (siRNA) B EA apo(a) ; ASGPR O e R IR | #7 2024/4/12
muvalaplin C()pF) Lk apo (a) ; ApoB 6& & ()5 W& & 1307 % 2024/3/28
JX2201 () ES b apo (a) fE%& & (a) ¥ & ¥ il R 2024/12/22

FARR: BEHRET, AZER, LARIEFRT AT
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iBiEPelacarsen: ASO Lp (a) , HElHERR (ORE LT

> 2019%FlonisFliB ARk Pelacarsen&1E, 2023&Royalty pharmasElonisiFaHRIPelacarsenflFzNz=AI25%, Pelacarsen2—fhEEEApo(a)
MRNARI NEAZEEREZY) (ASO) |, BTHNATEIE, EFEUEIEIApo()RIEEZIEZER(MRNA), IIEIEELFRIEER(NER, FiPH
Lp(a) B9GRL, AMAEZPEELP(a)fE MR FRIZKF.
> JACCIGFR2HIEURMILIGIE T 25473, 2868 FE D \736/\/J\QH SMSCIG4ELp (a) 7KFBHEM35%-80%; MIERSIAIRERE (Lp (a)
<=50mg/dl) , &Z1L98%FEE (20mg every week) iAfR. REMWHELNANRELEEEER.
B & : Pelacarsen's K 2b# K %

A Change from Baseline to PAT in Li sl Eavel B Change from Baseline over Time in Lipoprotein(a) Level
pop (a)
@ 20 — Pooled placebo --- 20 mg every 2 wk
& — 20mgevery 4wk .- 60 mg every 4 wk
%) o 0 40 mgevery4wk - 20 mgevery wk
v} T S i o B ~ s
2 ) B & : Pelacarsenf 202543 MACEXK $#: th
8 20 £
o v
o e} . . .
< g elacarsen - Antisense oligonucleotide (ASO
§ -0 g :
s 5 targeting Lp(a)
g 60 =35 c
‘g P=0.003 s 3
o =
G _g04 P<0 001 P<0.001 L =
8 P<_0 001 £ NCT04023552 Lp(a)HORIZON (CTQJ230A12301)
= _10 P<0 001 3
o & & & & Q& lg Indication Secondary prevention of cardiovascular events in patients with elevated levels of
o 0 B Q) b AQ o lipoprotein(a)
N A N A A 3 '
A¢ T T T T T T T T T T
<< <% <% & & 5C 0 2 4 6 & 10 12 14 16 18 20 22 24 PAT Ehase Phase 3
» » ~» S (250r27) ;
R e . . Weeks Patients 8323
C Patients with Lipoprotein(a) Level <50 mg/dI (125 nmol/lxter) at PAT
100+ 98 Primary Time to the first occurrence of MACE (cardiovascular death, non-fatal MI,
904 Outcome non-fatal stroke and urgent coronary re-vascularization)
81 Measures
80
% 70 65 Arms TQJ230 80 mg injected monthly subcutaneously or matched placebo
-2 62 Intervention
E 60
%S 504 Target Patients Patients with a history of Myocardial infarction or Ischemic Stroke, or a clinically
‘s‘ 40 significant symptomatic Peripheral Artery Disease, and Lp(a) 2 70 mg/dL
S
S 309 2 Readout 2025 (Event driven)
204 Milestone(s)
104 6 Publication TBD
04
N\ N\ N\ N\ N\
SN SES
R S S & & &
X R & & o @%‘V
< & Sl & o

HHFk R : royaltypharma’® M, PR Newswire, Sotirios et al. {Emerging RNA Therapeutics to Lower Blood Levels of Lp(a): JACC Focus Seminar 2/4) , Sotirios et al. {Lipoprotein(a) Reduction in 21
Persons with Cardiovascular Disease) , & 'E M, E43IEHKF LI



m&OIpas-ran Lp (a) BEEKEIER, 265FEXEMIBEH © THE%E

Olpasiran2%##2016FEMArrowhead3 #HYIIE, Olpasiran—FIN-ZEEZHERE (GalNAC) {BEXRISIRNASF, @idiEfiE4miBapo(a)ky
mRNAEFERTLPARERIRIX, Mﬁ'ﬁBHJJ:T_ H?éHiH@EPLp(a)%#_LE’JZHzf%

> OCEAN(a)-DOSE extensionlfifRiftiGER (BIEIHHEESRBLp (a) ’r’ﬁﬁgﬁwrﬂm&kaﬂt@i) D BEH281BEENE, 5:\734/\7&Hﬁiﬂ+1
AXIRRE, Hien e BAFIAEETTHR, ﬂi):—‘/’t AI9TEEE36/E, FABRHITED4BEAHEHIME. BERES >=75mg Q12W seis4EF14E
fE{€40%-50%Lp (a) AYFTRKFE. OCEAN (a) -DOSEixi&H, EZ'F,EEE:I.E,;’;IJEQH (>=75mg, Q12W) , 7E5E36[Lp (a) 'FB§95%+,
B&: Olpasirani&y7 /45 H M &ELp (a) TAHR BA&: Olpasiran 8 372 2 AIM W AN L2
On-Treatment Period Off-Treatment Period
f | @ o
ol o MEDICINE

20

-40 4

Mean Percent Change From Baseline (95% Cl)

- MariTide Phase 2
data readout late 2024

v AMG 786 Phasse 1
study complete

Placebo-Adjusted % Change in Lp(a)

- v Olpasiran Phase 3
enrolilment completion
107 H1 2024

[ olpasiran 75mg Q12w [l Olpasiran 225 mg Q12W

0'Donoghue ML, et al. J Am Coll Cardiol. 2024;84(9):790-797.

The placebo-adjusted percent change in lipoprotein(a) (Lp(@)) for the 2 higher doses of olpasiran during the off-treatment period. Values are the least-squares
estimates. apo = apolipoprotein; KIV = Kringle IV; KV = Kringle V; Q12W = every 12 weeks.

\y&

-100 4
BL W4 w8 Wie W24 W36 w48 W60 W72 wa4 W96
Study Weeks
Placebo 54 52 51 48 51 51 51 52 35 6
10 mg Q12W 58 58 57 55 57 57 57 57 44 8
75mg Q12W 58 57 56 55 57 57 56 53 42 10
225 mg Q12W 56 54 55 55 53 54 54 54 42 20
225 mg Q24W 55 54 52 52 53 53 54 52 44 10

- Placebo -+~ 10 mg QI12W -+~ 75 mg Q12W -~ 225mg Q12W - 225 mg Q24W

KH#EB: Michelle et al. {The Off-Treatment Effects of Olpasiran on Lipoprotein(a) Lowering OCEAN(a)-DOSE Extension Period Results) , “#t'E M, EHEF, EIGIEHRIF LT 22



iL3ELepodisiran: #5315, AISCHUSHPEIS14E © LHLE

> Lepodisiran2—¥#EEapo(a) RBEELHARSE T RNA (siRNA) [£EEZ5#). Lepodisiran#JfiDicernaff %, 2018FES5AKETE (
DicernaF202 1 FFFEFIEELAI3ZETMIRILIE)

> LepodisiranliiFREE: S48 EE, 6/NLREMIMNERE, BRI —frimiss—a. SLRFIMEL, LepodisiranBRGH TR E,
RN, A (337K TRI4%) BESREMNMBLp(a)/kFE, EF608mgRIBEZRERNLp(a)/KFEE48 AN RARRIFIRIAZIT97%.
(LREFIE. 4. 12, 32, 96, 304, 608MgDHIERAKTIES%. 41%. 59%. 76%. 90%. 96%. 97%)

B % : Lepodisiranis & 3t & 1§

E%: Lepodisiran R B ZLp (a) THIBE

® Placebo Indication* Phase Patients Primary Outcome** anarly Completion
- Completion
Lepodisiran dose, mg
40+ Lipoprotein | A Study of LY3819469 in Participants With Elevated Percent Change from Baseline in Time Averaged
NCTOSS65742 | “oicorcer Lipoprotein(a) [Lp{a)] (ALPACA) 2 = Lipoprotein(a) [Lpal] Q2023 | rOct202

= 0]

5 A Study to igate the Effect of Lepodisiran on the Time to First Occurrence of Any Component of the

=l 0 NCT06292013 Cardovascuiar | Reduction of Major Adverse Cardiovascular Events in 3 12500 Major Adverse Cardiac Event (MACE)-4 Composite Mar 2029 Mar 2029
E S 1 Disease (ASVDL' | Adults With Elevated Lipoprotein(a) - ACCLAIM-Lp(a) Endpoint

=
=]
Te -2
st
Es
= &
85 60
5E
G2 304

a

5

£ -1004

-120

2 15 29 43 57 71 85 113 141 169 197 225 253 281 309 337

Visit, d
No. of observations
Placebo 12,12 11 11 12 12 12 12 11 11 NA NA NA NA NA NA
Lepodisiran dose, mg
4 6 6 5 5 6 6 5 5 6 6 4 NA NA NA NA NA
12 6 6 5 6 6 6 6 6 6 6 4 4 4 4 NA NA
32 6 6 5 5 5 5 5 5 5 5 5 5 4 4 4 4
96 6 6 6 6 6 6 6 6 6 6 6 6 6 6 5 5
304 6 6 6 6 6 5 6 6 6 6 4 6 6 6 6 6
608 6 6 6 6 6 6 6 6 6 6 6 6 6 6 6 6

# 4Kk : Steven et al. {Lepodisiran, an Extended-Duration Short Interfering RNA Targeting Lipoprotein(a) A Randomized Dose-Ascending Clinical Trial) , ALK& R, 4E43iERHF T 23



?L*muvalaplm:bﬁ?iﬁ& TrEEFE{EApOB © Hiit

muvalaplin2—fsEaISMN/I\oF2a, B TFHEIEER@)[Lp(a)| SEEEEEB (ApoB) &M Lp(a)iIfzek. E<E, £920% (BD

K£9630075) BIABHFIELp(a)KFEHE. Lp(a)7J<3|Z¥ha_JE'L‘BEY"&‘VEHSNB‘“FDI]—PIEEE%{E. HS5HtLOmMERMBIEX. 2024F11840

Zli W‘E;DHE/J\ SFmuvalaplingf IERFRIREUE, HRFEEmuvalaplingEBZMEMALp()KFE, REITFEES (AINELFISE12ELp(a)ZE
BotE)

EUSIGRER: T12RNEERREALE, SREFIAELL, muvalaplin (10mg. 60mgf1240mg) BEFKLp(a)kE, FRALp(a)=ES FHa
%, RRFIAESHILp(a)bEiRm=iX85.8%, ﬁﬁﬁapo(a)’fﬁ)k]:ikJI3¢fllm§'—'EL70 0%, Bfkmis, FALp(a)Bo A%, IS 51/947.6%
(10mg) . 81.7% (60mg) #185.8% (240mg) ; fEFapo(a)iailli%, MEIESEIA40.4% (10mg) . 70.0% (60mg) F168.9% (240mg)
ltb9|‘60m9*|1240m9§|J§T' ApoBIHMEAEEEE THEEERITEEXANE.

B % : muvalaplin 238 K 4E (&% &: Lp (a) FHERFE)

Least-squares mean (95% C1)

[ Pacebo [l Muvalaplin, 10 mg/d  [T] Muvataplin, 60 mg/d  [] Muvalaplin, 240 mg/d

[#] Intact lipoprotein(a) assay

Muvalaplin £
End points 10 mg/d (n =34) 60 mg/d (n = 63) 240 mg/d (n = 68) Placebo (n = 67) E 201
Primary end point g | i
Lipoprotein(a) measured by intact lipoprotein(a) assay % ik ¥ ﬁ
Baseline, nmol/L 211.0(174.0t0 248.0) [n = 27] 198.2(173.2 0 2233) [n = 52] 223.5(196.1 t0 251.0) [n = 55] 234.2 (205,910 262.5) [n = 57] ™ o
Week 12, nmol/L 113.6(93.1 to 134.1) [n = 23] 39.8 (34.5 10 45.0) [n = 45] 30.9(26.91034.8) [n = 47] 216.9(189.7 10 244.0) [n = 49] E a0 e
Absolute change, nmol/L -101.8(-122.2 to-81.4) -175.3(-180.5 to-170.1) -184.2 (~188.1t0 -180.2) 1.0(-26.01028.1) g i D |
% Change -47.4 (-56.0t0 -37.0) -81.6(-83.8t0 -79.0) -85.7(-87.4t0-83.8) 05(-11.4t013.9) & {
Placebo-adjusted % change 47,6 (-57.710-35.1) -81.7(-B4.6 to -78.1) -85.8(-88.010-83.1) A qw‘, %
Lipoprotein(a) measured by apolipoprotein(a)-based 100+
ssay 0 4 8 12
Baseline, nmal/L 258.2(229.2 0 287.1) 238.8(219.0 to 258.6) [n = 62] 259.4(238.9 10 280.0) 252.9 232,710 273.1) ek
Week 12, nmol/L 145.2 (123.0t0 167.4) [n = 29] 73.2 (64.9 t0 81.5) [n = 56] 75.7(67.4t084.0) [n = 57] 243.5(217.010 270.0) [n = 60] i 57 sa W
Absolute change, nmol/L ~105.5(-127.6 to -83.5) ~177.1(-185.3 to -168.8) -174.5 (~182.8 to -166.3) -7.9(-342t0 18.4) b = -
% Change 423 (~50.4t0 -32.7) ~70.9(~74.0 to ~67.4) -69.9(-73.010-66.4) -32(-13.1108.0) WMuvalaplin, 240 mfd 55 55 4
Placebo-adjusted % change ~40.4(-50.5t0 -28.3) ~70.0(-74.2 to -65.0) -68.9(-73.310-63.8)
iRy b s 8] Apolipoprotein(s)-based assay
Apolipoprotein 8 Xy
Baseline, mg/dL 79.5 (70.9t0 88.1) [n = 33] 74.2 (68.4 0 80.1) [n = 62] 77.3(71.3t083.3) [n = 64] 75.5(69.8t081.2) :E 60
Week 12, mg/dL 68.0 (61.5t074.5)[n=29)] 64.9 (60.4 to 69.5) [n = 56] 62.6 (58.3t066.9) [n = 57] 74.7(69.6 0 79.7) [n = 60] :E a0+
Absolute change, mg/dL -8.0(-14.5t0-1.5) =-11.0(-15.6 to -6.5) =13.4(-17.7 10 -9.0) =1.3(-63103.7) g
% Change -10,5(-18.7to -1.5) -14.5(-20.3 to -8.3) -17.6(-23.0t0-11.7) -17(-B1t052) s
Placebo-adjusted % change -8.9(-188t022) =13.1(-20.9to -4.4) =16.1(-23.7t0-7.8) \g
High-sensitivity C-reactive protein 13
Baseline, mg/L 1.5(09t02.1) 1.0(0.7t01.3) [n = 62] 08(06tal1) 10(0.7t01.3) =
Week 12, mg/L 1.2 (080 1.6) [n = 29] 1.0(0.8t01.2) [n = 56] 09(0.7ta1.1)[n = 57] 0.9(0.7to 1.1)[n = 58] ;
Absolute change, mg/dL 0.2(-0.2t00.6) 0(-031002) -0.2(-0.4t00) =0.1(-0.3t00.1) é
% Change 21.9(-11.9t0 68.5) -2.4(-23.0t023.6) -15.4(-32.8106.6) -99(-284to13.4)
Placebo-adjusted % change 35.3(-8.6 to 100.3) 83(-216t049.7) -6.1(-319t029.5) Week
Par!mpami w\!h lipoprotein(a) <125 nmol/L No. of patients
at week Placebo 66 65 64 65 60
Intact !wuprulem(a)assay 64.2 (45310 79.6) 95.9 (86.8 to 98 8) 96.7 (85.71099.3) 6.0(2.3t014.9) Muvalaplin, 10 mg/d 34 ¥ 3 33 3z 23
Muvalaplin, 60mafd 62 60 60 61 60 56
Apolipoprotein(a)-based assay 38.9(24.8t055.1) 81.9(71.2t089.3) 77.4(66.7 to 85.4) 3.6(09t013.2) Muvalaplin, 240 mg/d 68 67 68 64 61 57

F kR : Steven et al. {Oral Muvalaplin for Lowering of Lipoprotein(a) A Randomized Clinical Trial) , #L&k'BE R, FLENKT, HiGIELKF I 24
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PEASZSE R -CETP: RZSIEEHIRE

CETPIES: MUk fBERFELBERSERIIFE, AKKAFERICETPREFES WHIRESR, NSEERIFIHR=fAs=EIEER (HDL) |
BEKEEREEEMNHDLESZZELDL, !ID%JCETP‘EIEﬁBIJEFﬂﬁHDUJ(SF BEELDLAKE, HOLSEITIERUMEE (ENSIEEmMINDANEEERAER) |
12, PEMWAEBEEEAER. FITRFAARRE, RHDL-OKFSASCVDRRGEIEX, BEILCETPHIHIFIAEEMHRASCYDERFAEX .

Bile acids
; Acetyl-CoA
Diet o HMG-CoA
Hydro reductase
— xylase
-
Cholesterol

Event Rate (%)

N
A6 FUE 7
@ HUAFU SECURITIES CO.,LTD.

LDLA1EE %%, CETP
FERESTK. il

EBEMRCETPIHEIFIENSHAIGARME, SIAXRERCW (Fi,. DK, ALRMNRDR) ik, ESRLSURRSTBMESFRERASZEL Finactiveks, (1) it

Torcetrapib: f758E. BREEs,; (2) BEDalcetrapib: XFLDL-CF1ApoBl/,

Anacetrapib: By, BFE, KHAKEBERN.
B%: CETP 4 A

HDLreceptor HDL2
Bile (SR-BI) @
) LCAT

83 Simvastatin
Simvastatin-Ezetimibe

Placebo

Evacetrapib Placebo

Anacetrapib

\ ACCELERATE trial "\ REVEAL trial IMPROVE-IT trial

- HR 1.01 —= | HRO91 HR0.94
_/ s%ciosn 1) —/ (95%C10.85,097) A\ (95% C10.89-0.99)

[ 6 12 18 24 30 36 42 48 54 60 66 72 78 84 Months Since Randomization

EETZREF;  (3) fLkEvacetrapib: |ApoBZ, KESRTERE, SME+CRPT; (4) BADIR
1] 1] > : AR 3
Bi: BEOFEBEZEOABRTEARELRA
% Changes from baseline by different CETP inhibitors
Dalcetrapib 600 mg Torcetrapib 60 mg Anacetrapib 100 mg Evacetrapib 500 mg
HDL-C +31 +61 +138 +132
Apo-A1 +11 +25 +45 +50
LDL-C -2 -24 -40 -40
Apo-B +4 -12 -21 -26
TG -3 -9 -7 -20
TC +8 +4 +16 +16
CH3
OCH3
O COCH(CH3)2
JTT-705 (Dalcetrapib) Torcetrapib Anacetrapib F
(JT, Roche) (Pfizer)
Dosage; 600mg/day Dosage; 60mg/day Dosage; 100mg/day
HDL-CT; 31% HDL-CT; 61% HDL-CT; 138%
LDL-Cl; 2% LDL-Cl; 24% ; 40%
F
% o
£ » OH Nv@
P 9
v R-0O CF2CF2H
Evacetrapib Dibenzodioxocinones SC-795
(LY2484595, Eli Lilly)
Dosage; 500mg/day
HDL-CT; 129%
LDL-Cl; 36%
A AGIE A AT ST 26

FoR kR PUEFEZSE, NAMS'E M, Hiroshi et al. {Cholesteryl Ester Transfer Protein (CETP) Deficiency and CETP Inhibitors ) ,



BEASZSELSS-CETP: FRZSHERhifE © Hiiis

> NAMSHSBCHEMSHAIRARI AT B SiEMLNAIE, P RBId122508 8%, EF=TiF tobicetrapibBz5iafy, —IiFtobicetrapibSKIFERNEEFIESS.

> (1) BROOKLYNiz3&: 2024478529H, NAMSE7, AFobicetrapibFF/EAI3HABROOKLYN IfEARIRIG /BRI IRELSWE, BROOKLYNEZNewAmsterdamétXtobicetrapibPUIis<
BIGKRFFAITRIPHE—D, SEHbobicetrapibXZEFRIEMSEEREMAE ( "HeFH" ) MEFBERINER, 84KH365KLDL-CHEITIE36.3%F141.5%,

> (2) TANDEMiz#3&: F{4Obi Skt T2 OMRMMELDL-CEkiTERNBEIERIEE S 7, 2024F11BAH T InAREUEER, BFALDL-CTFE31.9%, BXEKIFEMH TI5§48.6%.

B%: BROOKLYN I & K32 % B & : TANDEM LUK & 2B 2R

. Ezetimibe Obicetrapib  Obicetrapib and
(n=101)  (n=102)  Ezetimibe
(n=102)

LDL-C 10.3%
00% Day 84 - from placebo
L so% Z Mean % -23.3 -35.5 -52.2
i ﬁz Median % -22.6 -37.2 -54.0
§ som 200% LS mean % -20.7 -31.9 -48.6
§ -2 500% Comparison to pbo - (p<0.0001) (p<0.0001)
2 - Comparison to eze 10 mg - - (p<0.0001)
£ oo 3635 ! B . Comparison to obi 10 mg - - (p=0.0007)
= 45.0% AL N \errm olb Placebo
oo Day 84 Day 365 Lp(a)
Ezetimibe (n=101) Obicetrapib (n=102) Combination (n=102)
0.0%
% of patients achieving LDL-C thresholds BROOKLYN BROOKLYN
0% Endpoint Endpoint -10.0%
- . Japan ROSE ROSE2 (Day 84) (Day 365) e
% i 2
$ o g 8 200% -16.2%
g =k ks
£ -10% s
2 -15% 2 .30.0%
40% 2 -20% f‘_{{ﬂ
B -25% £ -400%
5 -30% g
£ -35% =
" m . E -40% - -37% 379 -36% g -50.0%
= <some/a / 2 -45% -40% -41% =
3 -50% -60.0% -56.2%
-62.9%
-70.0%

FA KR NAMS'E I, ATEHCROAAR S, HARIEHKA AT



FEBSZO RN S-CETP: RS ©:his

>  NAMS2024£128 A7BROADWAY 3HAIGFRASTEWRGER : S2RRISERSHIAR, 1125302 BEIRHE2: 1E6H110mg obicetrapib (BAOR—RX) SREFIBLLEIRATISZRE
EiaTiRM AR TR, RIS ALDL-CIESIRMERASCVDR/SHeFHEE . TEENERRRLDL-CRRI#E33%, MACETE21%,
> REAEMMERRIS: Prevailifle——OMELRIHNIE, 202253873, 2024F4B5EMAAE, WS ERITI5002EE, Rit20265KMhitiastR.

. 1 Y e -
B [ A KISLDL-CR &1 & £ 9L — 51 B &: 10mg Obif A% 8 A H 2L

Day 84 - from placebo Obicetrapib 10mg Obicetrapib 10mg Obicetrapib 10mg + erf

ezetimibe 10mg  -10.0%
Mean -33% -36% -52% i '“”Z/“
Median -36% -39% -54% S
LS mean (with imputation) -33% -36% -49% i

-40.0%

% change versus placel

b og oK
& 8 B 8
3 3 g g
g R R R

-45.0%

mOn-treatment mean WLS mean = Median

LDLC atday 84 and 365 Bk B IR MACER 1%, ObiEm b 43

. BROADWAY MACE Data®
Day 84 (primary endpoint) Day 365 (secondary endpoint) 5%
0%
d = Placebo Obicetrapib " "
- . o T 1% g N = 844 N= 1686 Hazard Ratio 95% Cl
g i
§ A All-cause mortality - no. (%) 12(1.4) 19 (1.1) 0.83 (0.40-1.71)
-10% g7
. g 15% ‘ Coronary heart death - no. (%) 5(0.6) 8(0.5) 0.80 (0.26-2.44) ‘
s '5,-20% [ l First 4-point MACE - no. (%) 44(5.2) 70(4.2) 0.79 (054115 | |
H 5 s - L
£ -20% 5 -25%
) R a0
o = § BROADWAY + BROOKLYN Pooled MACE Data (®
® : = -35 = -33% -33%
; -35% Placebo Obicetrapib 4
30% 29% -40%
29% 305 N =962 N= 1920 Hazard Ratio 95% ClI
5% 33% 3% o - Day 30 Day84 Day 180 Day 270 Day 365 Allcause mortality — no. (%) 14 (1.5) 20 (1.0) 078 (0.39-1.58)
-36%
40% 7% ——Placebo  ——Obicetrapib 10 mg Coronary heart death — no. (%) 7(0.7) 9(0.5) 0.63 (0.24-1.70)
W Obicetrapib 10 mg (LS mean) W Obicetrapib 10 mg (on-treatment) First 4-point MACE — no. (%) 49 (5.1) 75 (3.9) 0.75 (0.53-1.08)

Obicetrapib 10 mg (mean) Obicetrapib 10 mg (median)

TR NAWSTE R, BUES 25, FTECROAN KT, 9 ARIE 451 5L A 28



ANGPTL3F1APOC3EIfZRMEA I MASF a5 © THL%:

> ANGPTL3#EFIAPOC3#E A A SCEl SRS MAEFD/ O M BB R RAYTeEE AT . 2023568, Arrowhead BT A% ¥ HENHRESEMAERER MER2ERIGLER (ARO-APOC3HY
MUIRFAFEFIARO-ANG3HIARCHES-2F5%) . MINIERIRIENERBAIBIFEIL, BEREE1RNFE12EBLEHE—R, BLELEFIEARO-APOCHETFARO-ANG3,

> H#RER, (1) EE16RER, %%ﬁ&zﬂwgasmﬁamzﬁaent, ARO-APOC3EZE{TFARO-ANG3; (2) MTGRIFEEKFEL, ARO-APOC3{FFARO-ANG3; (3) XI5
SIEEENMHEKE EFEEY;  (4) XYNon-HDL-CUARLDL-CRIFEIZE |, ARO-ANG3BE{EFARO-APOC3, (5) HDL-C: ARO-APOC3EERZIZSHDL-CHIKE (A5
65%) , MARO-ANG3EAFEFIETHEEMEHDL-CHISE (F#K17.3%~30.6%) .

B % : APOC3AANGPTL3 W Ak K IR IE R B H

Lipid Parameters in Heterozygotes and Homozygotes for APOC3 and ANGPTL3 LOF
Mutations Versus Non-carriers

Metric APOC3 deficient APOCS3 deficient | ANGPTL3 deficient | ANGPTL3 deficient
(serum level)c heterozygote’ homozygote? heierozygofe3 homozygoie3

ApoC-lil -46% -88.9%

ANGPTL3 NA NA -40% to -87% undetectable

Triglycerides -39% -59.6% 21.1% -71.2%

LDL-C -16% o 5 8.6% -67.2%

HDL-C +22% +26.9% -16.8% -39.0%

CAD risk -40% Not reported -41%* NA . .
?:::;sfspe/AEs None described None described None described None described B & APOC3%ANGPTL3W%&§&£‘%%

Incremental
risk of acute
pancreatitis is

Mixed
Hyperlipidemia

-Rare Disorder-

Residual risk RRaEibisodey

of ASCVD HoFH HeFH | [ cccccccncecncaniannacae sHTG FCS associated
isrelatedto | T B e Elevated TRLs- with severely
elevated TGs LDL-C 2400 mg/dL LDL-C 2190 mg/dL remnant cholesterol TG =500 mg/dL TG =880 mg/dL elevated
or cholesterol - TG levels

Elevated TG

ASCVD, atherosclerofic cardiovascular disease; FCS, familial chylomicronemia syndrome; HeFH, heterozygous familial hypercholesterolemia; HoFH, homozygous familial hypercholesterolemia;
LDL-C, low-density lipoprotein cholesterol; SHTG, severe hypertriglyceridemic; TG, triglyceride; TRL, friglyceride-rich lipoprotein.

FA kR : arrowhead’® B, Li#daRAEMEH ARG, KAGIEHRF A 29
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IS Hth#E=-apoC3

HUAFU SECURITIES CO.,LTD,

©

#AEEHC (APOC) ZIREUEAPOCT, APOC2, APOC3FIAPOCAMUFIIEL, APOC32—Fiv/NUEPEEH. APOCSRAPOCKIEFEERFEN—K, TEAMERTRL,
ERmEPRARD, EIRIERT, APOC3SESHIM=FRASER(TRLS)(BREFERICMAREFERIVIDLAM)FIHDLESS, A EAPOC3SLDLES, AL, APOC3
AIEEEIIEEREES (LPL) jEMHRIGMMAREE=EKTE, HELTFHLDLRIMEZEIESEAZSEXERT (LRP1)MHTRLsRHEARYRSEIRRISIMEM=EETMEBEEKE. TRLs
B RIMHMES MR APOCIKPHFEEIIRER.

> BEdErapoCRIZgYIWaylivraZHInois R EF/ E)Akcea TherapeuticsBAXGFFRRI—FR M EILEELZSY), T2019F585 M L, 1ERIE/SFL B MMELR SIS HIM=HARIE,
> (1) Olezarsen: 2024568 lonis AEIEf, EEFDARESZHASOf T Xolezarsen AT AT RIRMFLEE MM MMAELRSTE (FCS) AR ABERIMZRIE (NDA) HISTIUTHITER,
OlezarsenF2024412 B3RFDAM/E i, EFBalancelfR3EHAIEAYER. 80 mg olezarsenFIBHIARI T FEE R, SELAE, &2 olezarseniafT6NBEENHB=EE (TG)
KE (BRBFIERE) BEEE, FIEH44% (p<0.001) . BEZETENARIE120BHAE, olezarsentIHHHHXTGKF, ELBFIEEAITGKIME 759%, 50 moFlEH+
. EZolezarsenjaiT 6N EMEE TTGKE (22%, P=0.078) , (BESLRFABLLERIHTFER.
> (2) Plozasiran: 2024598, Arrowhead PharmaceuticalsZy#s 7 PALISADEfESRIRMEZLEERIRIMAE (FCS) BEFiFH TAIplozasiran=HAPALISADEFRRAVF <SSR, FtRIE
2024 iEHIFIFDASRISIRZSERIE, Plozasiran, ZEIFRIARO-APOC3, 2—FEEIIRNAGGITZ, SEREAEER C-IIl (APOC3) M=%, MMHEEH=EHIREEIEER
AERRIKYE, PlozasiranfEPALISADERIGHIARI 7 FEL R 25mgFI50mgRIEHE 1018 NS BISEIL 7 80%F178%RIHIM=FEEP &K, MEREFIENFHEZERI17%, plozasiranik
KRR TREXREREL S APOCIBERHE, 25mgBfEi#ET-93%, S0mgHEMHKT-96%, LTRIFIAMET-1% (p<0.001) ,
B&: APOC3¥e &1k FlLH Bk: AHAPOCIHe &3 FF I
AsO e
. [ oo Y G RS W as A
ASGR ) 1 3 ow-affinity,
Bt | g capassy. RS IR, %
l { . ‘r’jc‘g"fojf . olezarsen lonis ApoC3; ASGPR i ZEEdE, BHARH A AL 2024412 4 L7
& ° i
Ap%lll VLDL J
BV AT sA:r:)lﬁ;!is Plozasiran Arrowhead ApoC3 iﬁ%&%%%f’%ﬁm{L # L
A & it = Ao
_.V\//:‘@C\J}"'\m/?\ rrrn—— S N RNO361 lkaria ApoC3 aﬁéiﬁﬁ;ﬁﬂ?’&a Wk |
RNase HD APOC3 mRNA
TSR degradetion LY3875383 Lk ApoC3 B it =B dn g Y E
1?}}/ APOC3 mRNA
degradation SR044 B A ApoC3; ASGPR &R |3
ARGX-116 Biotset:}:onl oty ApoC3 B = A YK

FH kR Julia et al. {Novel and future lipid-modulating therapies for the prevention of cardiovascular disease) , EAMkil o, EHESG, B RHBAKRT, BRSNS, UTgeneZ A NKF 30
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PEISZ5HtIEE = -ANGPTL3

HUAFU SECURITIES CO.,LTD,

ANGPTL3ZMEEREFEARKRIRRZ—, EFES LAMERERMEEEABIKEETEF, ANGPTLIEIIIHLPLMERTGRIME MR, ANGPTL3ERLUBI SN
R2RERbEE (EL) AT SEEEEREER: (HDL-C) MtkRZEIEELEER (VLDL-C) RIDHRE. ITHANGPTLIAIFHEVLDL-IERSEMAN, Fr=4VIDUARY, XL
FRYTTRELRIE MR SR,

> (1) Evkeeza: FDARUERIE—FRECEIANGPTLIRZSYIEvkeeza 202152 B3RML, 2SI TANH EIHRTEZEASECMEERS (LDL-C) AR, 1677125 LA EAS Tkt
SIEEREMAE (HoFH) B, ELIPSE3MAIGAINIGERE R, EEZar24ELUg, Evkeezainf T ESXIRRAMELL, LDL-CKF#EA9% (p<0.0001) . LDL-CIEERZIGTTIE2/ER
IR HIHE, mEEHE4ENIERIGFI A48 ENF RS RidiaPSEI4ERE, . N
> (2) VSAQ03;E5di&: F20245F1 B#ICDEM NSRBI @i, AT ERRTANE MRS o Bl EREH—SELDL-CRORRAMS FRRRMESIBEREMAE (HoFH) &,
SEMPEISIAT TN, BT RIS AT T RIHOFHEL A BE,
> (3) SHR-1918: 2024 {EERSHR-1918R7 I HAEHERIBESCHS, SRRFIMELL, SHR-1918EMRMIBELDL-CRITGKFAEXRMLEENR, HEGFIEMKEME, 300mgklilt
FIBKFAILDL-CREERIE 30%, #5464 KA E, ZmiX49.1%; TGREEBIZ50%, #HR85KLAE, &==1X82.8%,
> (4) ARO-ﬁ\N%’B:EZIﬁglﬁ%%ﬂzi%ﬁ;;ﬁ%ﬁ%%ﬁﬁﬁﬁﬁﬁﬂ A BEFEZAENER=08 (TG) FHFEZEEEEEER (non-HDL-C) K¥, ESLHE, KEERESHEERE
(LDL-C) XYhpEz &R, aimlEs=1"AL1 L.
. X 3
B %: ANGPTL3je &4 FlL4l BA&: £ANGPTL3 e 530 &5 5%
. ’E‘\‘/‘i‘n‘;cumab = BHRbLAk FREL ¥ 5 ENE W R BB
ASO Z'ggﬁwcs & —X——(@eL VSA003 Visirna ANGPTL3 Ao Ji§ T e
Vupanorsen LY3561774
. NN ('l ; @ IDL8nd VLOL SHR-1918 BIHEY ANGPTL3 o g 5 ]
membrane  ASGR—y ASGR -y Low-affinity, solbinsiran Ak ANGPTL3 EVER I
e | \ . —
receptors ARO-ANG3 Arrowhead ANGPTL3 2’(’;;@%; ﬁ; I #
AN(;;TLG VLDL
o i RAIEE B ANGPTL3 LNAO43 e ANGPTL3 Wk %7 % ]
y,\y“,s’;,,\- ‘ LD e vupanorsen ) ANGPTL3; ASGPR e ET]
:ZNGPTLSmRNA o % \‘ VERVE-201 Verve Therapeutics ANGPTL3 e B BF o JE 1
JAVAVAVAN VAVAVAVAN /§§Q/ / _ _
\/\I\/\RN;;;HT; \/\/\ﬁfma;m / ANGPTLE R ALN-ANG3 BFAT ANGPTL3 = A 6 JE 1
A A TR | desredation Js401 R A ANGPTL3 ity B o 7 I
JXLN/ | ANGPTLE mRNA — —
degradation NNC0491-6075 At ANGPTL3 A g 5 I #
LY3475766 ALk ANGPTL3; ANGPTL8 EYEER S k7

KH#EB: Julia et al. {Novel and future lipid-modulating therapies for the prevention of cardiovascular disease) , CPHI#I 2%, EZHEF, BHHREARS, BHEHARS, FTLFEHHHIRE 31
, LEERAMEBARS, KABIEFT I
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WE = e 4 UE 7
B BN K 0 B AR SR U FT 2 RIAE R ARAY -
> [ERED: @Uiﬁiﬁi@%ﬁik, SHESME. XF. OMESMWE, FIEMECIFFZSEEEIESHR-1209 (PCSK9&4T) . SHR-1918 (ANGPTL3)
. SHR-7249%,

> BEREY: BROrTRARERHBENMFAXARITIICHIMN2024FER, BEGHM25FWERIBK, EIEMEAIFZSHESART (PCSK9) B
F202459R5kM, FRELTFE.

> [EIXEY): REHERAB (PCSKOBH) MN2024FERER, NENALIRAPCSKOMIHER, BEHMAT2SFISIEK.

> BAEHR: EMETREIFHEEEREESYH2053:F58& (PCSKI siRNA) |, IIGFREIZSHIYS2302018 (Lp (a) /INDF, SAZIERZRZRFRIMY, 112
ETUEN+19.2{ZETERBIR+ D RIS ERZ)

> BNz ROMMETE, HpREIRMSEIFzoEEZ/IESALO03 (PCSKIRYT, IRRSHAMER) | INSREEWSIFRIYOLT-101/9PCSKEERE
RmIBZSY, S Z=ELp (a) IDFEFL

> Bl IS ATHESAATEL, MISTEEE REOERT T, ST, TS, BRIATIMISTR1£05ZX2201 (3B
Lp (a) ) EHENIGHRMER.

FHARR: BAGAE, ALER, FALMER, A7AWER, F2AFR, RELWER, ESRFS, ODE, Bt AFIM 00
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RRHEARINER . AMRSIRZIRIERD CIFRimt TR R, AHERIRERRsCInis2E,. 5T
ARTHAN = RASIRRERARE, FTRESE R HEAR I,

FEatH SRR : AMRSIREINEDFIEL T mHEMRERK, WEREHA=FINEEE
o tH & RIS I AT SESBUER - R E A R I,

SSRGS : SRR SERRXIFIEA miEETWIHEEAR NI, HmsmERE s,
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AAEBHEIES ISR PR S S S8 FREM AU oo, IEIFRERISE, Mz, EMHERIRE.
ffﬁﬁ%%ﬁﬁ&ﬂ?$k%ﬁ%mﬁo$A$gﬂ,KH,mﬁﬁ%ﬂ$ﬁ%¢%EW@E%%&W%WE%&@%W@
FARZ L AYEME,

—RRF=EB

LRIESAREENT (UTER "Ara" ) BEAPEILEGRSIFTANESRZEIISERE. MMREXERLTIZFER
; ig{ﬁ;ﬁ%?%HSU\LISZZ‘EIJZHE%HW%H%ZEFO EEHTERT, SR EHIARERR RS FRUEHIRNEAS 120V
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