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1.1 Inlisiran

Inclisiran 5 H A & 2L HE Ll i 4 R 1gG
Y BATERETTAMRIS BB (evolocumab ) AP 520 A
Mgt (alirocumab ) [F)J& FHi 85 4% AL B SR 2
2 11§ /Kexin-9 #1ll il 7] ( PCSK9i ). PCSK9 43 F
Al 5 A AR I AR BE IR SR 524K (LDLR ) %
HIEME AW, FEOLY N BT 2400 5 2E A il
P U, 3% & PCSKOi VR SLAl . PR T ped
A3 33 BH. 1 PCSK9 5 LDLR (945 & &35/, i
inclisiran /& A T & 8 /DT 3 RNA (siRNA) 4
-, 185 I PCSK9 mRNA % il Hgeik ¥,
Inclisiran 1 FH 5 fiEE A, 6 ™ H S 1 k] il
LDL-C /K AR Z 50% , ELZGHTH 52 1A 4 pids
4, 78 1 WG R, &R AR R
SRS RN, AR A E RN R P Bkt
fTH) ORION-13 Fi1 ORION-16 iR ¥ K5 PEA inlisiran
HEHDE (12~17 %) P2 A R
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Evinacumab J& Il & = W £ F£ H H 3
(ANGPTL3) Hyg iR, 76X 8l & F Kt &
JIR [ o E (HOFH ) AR 3 A9 36 7 i I 5 i o
HoFH FZ AR EEILEIJE LDL sZ R Z i, &
G LDL-C 78 JFIE 1385 B R B#AK, L5010
NRIGIY (HnflyT2R25% A PCSKY #ihl5]) ) @il b
4 LDLR ik ZAEVER], Xk 2b a7 a4, i
evinacumab 8 o ¥ 75 f5 25 H Ag Wil (LPL) 3% 7
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IKBIFERESOR , MM T LDL 3244, 4 A 15 1K
B A] fdf HoFH £ 3 1) LDL-C %2k /K 7 FE AL 49%,
TR K S FEREAE R U Evinacumab 7E
2021 4F 2 A9 e W& a2y i I 4 3R (FDA)
feE BT, BT 12 % LU HoFH B 1367 2 H:
b £ 35 Rl BB IR IR YT
1.3 Obicetrapib

Obicetrapib J& - JIH [# 5 Jif #% iz 4 11 (CETP )
FOHIFL, TN b R SR (HDL ) 7K
-, JEBER LDL-C 7K FUHBFFEIN R obicetrapib
WL HDL 7K, J8i/> ASCVD 4, (HIT It
58 % P Sl i A LDL-C /KSF, 82> ASCVD
Fif, CETP ZAEMFME & BUbEEE 1, DB b
PEG s, SE kIR [ BEfg ( CE) A= Hh (TG )
FEFITAT 125 B 2 11 B0RE 22 8] A XL 5% 8%, ff CE A
HDL [ AR AR5 B NR 8 (VLDL ), o] % B i
H (IDL) F{E#%EN§&EH (LDL) %%z, IDL Al
LDL Ffif# LDLR 7€ FE9E 53 ; € CE iz 1 [H]
i, TG LLAE4r 1 Wil [ Jr %15, HDL 2455
& TG Md s & AR B (LPL ) FH-AEE (HL )
TR o HDL U $5 HCZH 2 i 25 I [T e, 28 B e
JIE R [ A B L A5 RS il ( LCAT ) kA2 il CE, BEA
T, TN A R SR E R . H A
AN CETP i@ it 2 FHLHIEHF CE F1 TG 7E I
AR E AL B R, AR ZERALE SRR EAL
il 3X{#f VLDL 5% LDL ki & & CE -6t = TG,
ifii HDL Biki & & CE F1 TG, 123 T Sk ke i 4k,
M. R H AR th B, CETP B %
A LA % s & H R E R (HDL-C)
M3 K- @35 Th i, LDL-C I K S FRAG, 3% 51
KT HEBITIE] CETP (248K, & & E i CETP
BN RA YRR, SR, BF & 1 3 Fh CETP M4l
| (torcetrapib, dalcetrapib fil evacetrapib ) £ £
AN T I AR 3 56 Hp 24 oK 7R ml 3k 2> ASCVD
Ak, LA obicetrapib #% ik B 7] il /> ASCVD =
4. Obicetrapibd L HRERENS 1R, A2 )5
A RS BN, 7E 1~25 mg F) i &
AW A 121~151 ho CETP 17 il 31 18 7T &A%
BT R R P XU, e A i e T J £ 3% AR o
Obicetrapib £ #IE W fig 2 3 %Ik LDL-C Fgkfg &
F B (ApoB ), an A3 i RIS i TR , v G
HEREE—A IR CETP #4512,
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) ESP15228 AT 2 ik IO SL A A A AR
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LDL-C /K 38%",
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Rilife (gesasse ) b, SRS Kok AR AL %) 57 fs
T, 55— AR LDL-C /KA 1E S0 AN
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2% ApoA, ApoA H5# B 1 B100 ( ApoB100 ) i
i TR R, 3 A TR R R B = ERR
45 (kringle 1), ZZ5H KA T AR . Lp(a)
FE ML TP B BT RIS, 7T B2 T ApoA 4140 T
LT Lp(a) 55 LDLR (5%, FEAK T 184 LDLR /Y
THFR#. Lp(a) ATHEAFEALBEE (OxPL) #FA M
BE, OxPL fRI¥I51 K 9 Pk I i s 4k, At 1 3 ik
SREREALTE B 1

BARWTFE SCRE Lp(a) TH & 50 I8 95 0 2 ik
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DI FEAE, WA T E Lpa) FEAG R A R
H 5 IR 5 GG . 7T 2R 25 AR TURRERFAIX
Lp(a), 2l =K ETF 10%~20%, 3% fdif% Lp(a)
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2.1 AKCEA-APO(a)-LRx

AKCEA-APO(a)-LRx & Akcea 2 7] #il Ionis
Pharmaceuticals 2 7 B¢ & - & B9 Jw X5 ¥ iR
(ASO), FH T [ AMCr i 45922 55 v RUS: F8 7 9 Lp(a)
KAV, #E 2019 4F 2 H #1548 (Novartis ) 23 A 11
K, N4 TQI230 HSHE . %2415 LPA mRNA 4
MZ54A, B EREAR Lp(a) 7K°F-. AKCEA-APO(a)-
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LRx DU & 48 19 5 BRI Lp(a) K F, & 4
20 mg F 7| i fff Lp(a) 7K F B K 35%, 4 4 &
40 mg [FFII(E Lp(a) KF-FEK 56%, 55 2 Ji 20 mg
AT Lp(a) 7K FREAK 58%, 4 4 J& 60 mg A
B Lp(a) K FREAE 72%, 45 20 mg 45 & ] {fi
Lp(a) FF% 80%"" . IEAEMEATAY 1 100 311 A1 565
(NCT04023552) ¥ iF fi AKCEA-APO(a)-LRx Xif
O LA SR B A AR e, TR T 2025 4F
5 A58,
2.2 Olpasiran

Olpasiran J& — Fl & WL AT . N- £ Mt > ZL 0 e
HYIDR 1) XUBE siRNA, 5 75 B35 9 1 40 i LPA
mRNA [ 815, I g A 8 B AR I 2% Lp(a) 7K F-.
Olpasiran PAFH| A4 %) 77 2CREAIG Lp(a) 7K, BRIK
#5275 5~8 Jil J5 Lp(a) B FE 28 B# K 80% LA b, 2
XX olpasiran BLR 4521 52 R4, 9 mg o &
45 25 S5 SN T RFEE R BY . IEAEIEA TG 1 0
I RS (NCT03626662 ) F1EPEL olpasiran
TEIMSE Lp(a) Fhim 32108 th iy e ek . 32k
B 12, A 2023 4F 2 58
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3.1 Volanesorsen

Volanesorsen ( Waylivra ) J&—Fh# g8 A C- 1l
(ApoC- Il ) mRNA )z SCEAZAT RN, i Tonis
il 245wl il ok Ho /3 F] Akcea Therapeutics iff & , F
TIRIT R IGEPEFLEE 25 G A (FCS ). & = H i
MRE AR B E F= A R (FPL ). Apo C- Il
FEAETE & TG MR A& % IR 8 (HDL)
b, SE S A LPL A IE Bl B S AR B L,
A 1 & TG 19 R 28 A RE 1 38, [w] s B A
HEBRE 2, Apo C- T35 7] & 2 A% TG,
1 350 4y 59 52 Jl 9 T 48 i PR X 36 (NCT02211209 )
5L T 66 1) 5 5 1k FLBE I 28 A AE R 3, HE 2
volanesorsen JG 97 [ & ApoC- MK P-4 3L /K1
(257 mg/dL) T B, 34 H F T B 84%™,
Volanesorsen [ FEAN KM L/ IMSED , B2 %
AR I IR B 5 SR TC G, I AT AR 2
E‘VR/EJ‘_ET%’ [25—26]O
3.2 Vascepa

Vascepa J& BRI 3RHAL %) 5 4l — -k fU
iz (EPA) AbJrh, Hoff EPA ZBRILIE A — Ak T
Wk C g (IPE) JREET T 25 WkasE t, fif IPE &
1 =95%, [E NI AR, B AT e 1

BRI AT . Vascepa T 2012 4E 3k FDA It #i
FHF 8 = BEH I E ( TG=500 mg/dL ) A A
B, LIREE TG K F. 1 4N A 8 179 Bl & 1Y
I 916 PRI IS (NCT01492361 ) 45 HL427R Vascepa
BB 7T 225 W AE T BT VR 1k 1L BE S s i R
B4 U0 L 5 04 T P S A R P At 7 T 2
258, WATRYT AT I UOR AR N RO i A
(AR XUBS FAARR 2 25% 7 534 1 15 EVAPORATE
TF 9 R FH o2 68 5 4R 3l Bk S HLIAR 2 45 82 1M 3 1
¥ (CTA) VRS BEHRRYE, R BEMTT 2R YA
Y7 (A SE A 36 IPE IR 97 vl ASE2 0 B B4 4
AN 17%8 0 TE AR o E K U AT A 1 30T O R
{5 (NCT04239950) 44 A T 300 fi =5 JE TG=
500 mg/dL H <2 000 mg/dL #)E4 , PR 18k 1
R Mg AE Fp [ 7™ 5 v = I L SR )T
SOR2E 4, FOHE 2023 4F 12 A5ER. 2021 4FAE
S TR AR O N2 A i T Vascepa 7EH7
] (%) T A ARG 25 51, W43z 12 JE5R &k 4 g/d
f) Vascepa i697 )5, ¥ TG HAIEEMR T 19.9%.
Vascepa B0 1 g I8, HEXERIE NEH 4 g (5
2 M) P HATEA R 2.45 LTk, B R
BRI 3T 3 577 Fot B,
4 INGE

A Ok 4R BT I, A4 CETP 41 4l 51
ANGPTL3 HLripgdifhk, FEEUTBRIT L (ASO 5
siRNA ) 45, ] FHEEAR A% ) 5l B AR SO e Fr B
AL, H T 25 R RN , A7 B — DR
ik ASCVD T4 AU , (R TE ZEPPAL LR 22 4
PE A2 RO I RES SR 052 . K iE 4 B
R 29 25 LDL-C /KPR FARMIIE 6L T, AF7E
L ASCVD iR AT I NINAHSE AR 40 1
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