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AT R R AR o< 0 Mo A X
£ % 7 (2025)

A B fE AR 28 A E RS R 2 (2025) 85T H R4
Ho Tk B X AR 7 4 2 S o A R S TR

® 3IE

DL g Bk ¥ A AE AL M 0 if % JK R (atherosclerotic cardiovascular
disease, ASCVD) % £ § 80 1t % %% 9% (cardiovascular disease, CVD)
EHER S ERE LAY, WERESHMBEEMNLE K
REVMAX, ERHACH FFPEOCRMERFTNEIERLRE X,
FIL+4F ok, o E AR A fig K oo R R B R AR e, B
MBRE BT EMERNEASEL, BAFE-SHE" KREERE
B RE (low—density lipoprotein cholesterol , LDL-C)# Nk A =2 5
ASCVD B A HR X AMBURE £, WA E WK Z I8 P AL
A ASCVD Rty 8 E g T HEE L. 4K, FRAE T, HE
LDL-C AP 3k 4%, 171 5 60%~80% ty 0 i & Eth & £ , R T HFEH LW
ot R R, T SR Sk, JiE AR R R ORI R A B R AT )T R
XE,EFEEAANAFHNEIDLC,E BT B H M =_BEEA
(triglyceride-rich lipoproteins, TRL) & % #r 2 [E B (residual
cholesterol, RC) | fl§ & @ (a) [lipoprotein(a),Lp(a) |2 M 45 4% . # iF
¥ 575, % A B AT T TS A B X S B R B &, B ASCVD L
WA 2 AR R — b R Bk, 2T AR AR X G A KR R
X B IR T % — 19 LDL-C % g 36 97 , T 2 x5 o o & X e A 5 o 235 g
BB REMEFLEEZHATER FEHIFES T, BT
XM EREAFEELRT (1) % B R fg T & LDL-C 4h, &
ik 7 7% & LDL-C. # 1 & JZ JIF & & (very low density lipoprotein,
VLDL) \TRL % RC.Lp(a) % 3845, B L 25 4 5 3k 25 4 F B ¥ L R 4%,
N K 2T AERBRAN 2O ERNE (2 F6EREEEFE. TR
F AR o Al 4 R, T F B L R A RO R RO % 3 o R
HE MEMUAHROTFEER, LESEZNRE TR S
PR KM 2L THIEE XN S NP AfTHT £ R
B E R RL, B T Rk AR K T R ROR

EREBMENACEE 6T £Tk T fig & 3 Fn ASCVD R
BHte kR EAEAEEETEMEESR, AER TR BEINE
28 N o iR 2 A AR, e g AR Ok o ot A R By A B R 2 R G M By
o RN EAFRAIA AL E I A 400 & NG 77 &
WA R, R G ST 5 8 it XU AR K B9 B R IR i A B R A
KEEOHE,ZERFARERRM S FH L 7300 REEETRHE
0y 25 %8 TE R e, Oy o Fig 4 38 Am i R S PR R B AT TR R R o
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® HiRFNTRIE

— R Z RN 5 & F A&

AF IR R R 27 & IR E R 3t
Bl #E AR T4, FRH1IT T 2024 4
10AERED, £ LRk 5B K, T20254F
3A R

ZERERE S &R AR

AR SRR T & T AL fu A 32 ALAY A T
o fig A ok 0 ofn R By 0 A 5 A SR (L 2 b ey
LERER. ENEAEFEEESRTERZETN
Mo N FE CVD Bt fig 52 & 7 TIE I R BE & A
Ro FHRWEEHETNTE W B A AR A FiATH
iR TN =N v w0 M N B AN
& NFE B A R R KR B AN

ZkEEmEE LT

FRTI BT R Gt REAEX T &
5 CVD R & 72 47038k oy 7 ¥ 3R R B4R A R SUR,
74 E CVD v i 57 % 4 3 o 8y 00 I R 19 AL
P HERLPER, b, THARTZR LXK
WE b, T E BRI E N, 3 — P AR R
Mo 7, BRI B LW R e T A

W EEAF 5 FH

ERTHEATRIERER RGN /DA, 5 3%
AN N K B 5] AL, #% R PICO[ A ## (Population) |
F 7 (Intervention) | X & (Comparison) 1 45 &
(Outcome) ] JU 3 AT STk A & , SOk 48 B @ 45
PubMed , Embase . Web of Science ., 5 7 %18 it 4 F
& P E o W AR R E A B U AR E . s, T
1 40 % g AR ok o o A R 2R By A R 4R A SR 3R
WHATR R, 5E T 2023 4 F B f g F B H BT
B R E R & KA (P E R 48 5 (2023
)Y 2024 F % F ig it 4 (National Lipid
Association, NLA) & A7 iy (£ g & & B £ B A0 L
BRI R EHE R B KRR & & R lE R
EPO)FQOIIFEREM 2R FEFRNREEE
7 : Lp(a) 78 i JR 5% 5 o 8y B2 ). 2019 47 BOM w0 i
A % 4 (European Society of Cardiology, ESC)/®
1 Bk # B #E b % 2 (European Atherosclerosis
Society, EAS) & A7 ty (. fig %" 2 3 79 - 48 1 fn fig ) 2
D o R )T R AR k] I A BT 4R H 3R R
Xk R AR B4 202548 3 A 25 H

O EEE LSRR

+ F A AR/ AR A 6y B AN AR,
£ AKECVD 5 fuflg % &8 F @8I RN,
A F AT T o i 5 K, 418 BlUE
TR AN EEE N 720244 10 A £ 2025
E3AME, EALFRETIREF L KR,27
4 ERXBAXREERNERTITFNEBIT, A S
WH B LT R b, R AR K — B4k

R =l QN W o M o
IR TAERBEE R 485, AR &AM, FENE
T o 0 [E 2 A E B R AR AR A K
EFARSEEMHA,

® REEREEZERSLDL-C

I R 52 B, o JE 1K % g & B (low density
lipoprotein, LDL) K F —#& £ B £ 0l &, T £ R 4
HE [ B 4B R A5 5, LDL-C 2 — # # B LDL Bk
FR A BEE L BN, K S HFAT,LDL-C
RE L5 LDLA L Ew E K BEAELERFRLT,
45 H ik = Ee i JE (hypertriglyceridemia, HTG) | X,
R S AE AR KR %, f % LDL-C 7 86 v 7 R B
LDL 5 kL& B o M & #F 5 B RN, AT X
LDL-C &9 [7 B , 4 X i 5 H A0 89 7 & LDL-C.LDL
B AKF A I A E A A LDL (oxidized low-density
lipoprotein, ox-LDL) & F | LDL-C & # & & & X
LDL-C % 5t & w0 afn % R 9 A6 5k M A 4 3 5 0k

— LDL-C Z ASCVD [y i6 t & T Fl % &

1. LDL-C A U Fn 2 4 AR5 B 8« 4] A 3 R 3
B a7l F LDL-C #y & % J7 %Y, F| A Friedewald
AR AL H T A LDL-C:

LDL-C=TC-HDL-C-TG/2.2

A H TC # % 8 E 2 (total cholesterol) ,HDL-C
B % EBE & A M E B (high-density lipoprotein
cholesterol) , TG 7 H 8 = B (triglyceride) o % 22 3\,
2 EPr b &b LDL-CiH & 7 i, B & %
FAEF . % TC>4.52 mmol/L B , i & il Friedewald
ANRBATIHHHE B B & %0 5] Al 2 % TG A
Fray Bt B EmE, FH, ETCHEAZHNA
A, fde B F LDL-C Wy 2k (50 1 fle KB L LA,
U 8 LDL-C AP 38 % 28T SE IR ACE , AR B 4 4 it
L RAR H| R 8T T R R BN R

2. LA LDL-C 4 4% 5 #y ASCVD 7 7 # & : LDL-C
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7 ASCVD #y B M e B % , 2 B 76 ASCVD B &
ETHEA. #EF RAORFRGERTHHAREE
# B E 5%, LDL-C 4 % 1% 1 mmol/L, 0 i & 3 £ iy
S o] B 1K 20%~23% "' LDL-C % 2 % 2 F(F
El i g E 3E 45 89 (2023 47) )1V, R0 L E
W4 & & # £ LDL-C ¥ H #1 & , B ASCVD & /& A
# , LDL-C<3.4 mmol /L; ASCVD # | & f& A 2,
LDL-C<2.6 mmol/L; # & f& A # , LDL-C<1.8 mmol/L
BB A% T 18 >50%; #2 & /& A B, LDL-C<1.4 mmol/L
H A H % E1E>50%-

= .LDLAH % ASCVD #| & K [

1. # & LDL-C X[ : 1 & LDL-C [ — A% 2 3L
A ¥ LDL-C [# Z B ARAK P 2 B KA B, 7 458 0 oL
TEMRE . EMIT R4 iE57 i K,ASCVD &
%Ep/f%/l Eﬁffﬁ{té’]f&/TﬂE#@/ur*W/fﬁ
LDL-C & F , 15 % 7 60%~80% #y | & X [&"; 4t 7T
2k 75 49 2 4 Bk AR T R AT AR/BCRT R G B LA
% W % 9 (preprotein converting enzyme subtilisin
kexin 9, PCSK9) # #{ 7| ¥ A & % i LDL-C K F .
- FERAEEHNRITZATFEFERMITH
i Fr X % (Improved Reduction of Outcomes:
Vytorin Efficacy International Trial, IMPROVE-IT) &
T,LDL-CH E 1l4mmol/L T # — % BIKEEF R
N i % ZE 1 (major adverse cardiovascular event,
MACE) R 6.4%""); T 3t R [ 7+ & 9 %3k % #AT
PCSK9 # 31 8y #f — 2 0 o %5 45 2 #F % (further
cardiovascular outcomes research with PCSK9
inhibition in subjects with elevated risk, FOURIER)
# LDL-C [ % 0.78 mmol/L 7 # — % [ MACE A,
B 15%" X BH R R, ¥ — % B LDL-C K -F

TR LDL-CAE X R G R [&, EEERNE, A

LDL-C A Tty B 1, 3 46 3¢ 3% 25 2 A0 SR 2 5 B
Bl B 89 4R B S 3R IR 3 4k, 4 — 28 ASCVD
AL KK AR 3 — & R LDL-C K, L E A K
B3 AR AR % ) XU . 2019 4 ESC/EAS K A 1y
(o fig 46 32 45 59 - 38 3 o JiR R B R D G A LT )3
FUTL2EAREKEC MG EMHNEHT % EE
LDL-C [% % 1.0 mmol/L DL T, BF 42 EL 35 AR (2 07 H %
HREKEHE LT AN AT H—FEINK
LDL-C(| ¥ LDL-C X [ ) DA B 2 3 — 5 k45 .

2. LDL Uk A F #n T2 & 5 ASCVD K[ : LDL

— Z 5| B A R 2R AL ME T AR AR 3l AR g B

At — Mk, 38 3 LDL-C AKCF T 4] 4 K
e LDL A ACF 5 {2 & HTG B & R % 4 5% A B
O KT -, ETCAKTEF AR
FRELSHAIANAFE NN TA . ATHE .+ H E Fn
/N1 2 % LDL (small dense low-density lipoprotein ,
sdLDL)"1%' B & i TG A F A&, K4 A B
ko E S L NE S E dLDL™, sdLDL H A %
B A RBERRERN, S WIKEE
flg & @ % K (LDL receptor, LDLR) ¥ Ik, & & 5 #(
B T TR 40 L, BN R P e T AL B RR Y
Booh R B A B R o % TR L T e A B B
% K I, sdLDL ¥ M 7 F LDL-C 3k 0l & & 5 =
LN B % 8 LDL-C A F T, LDL Bk % £ H
T B R, Lo g e T H ) LA
B AEF™, EHTG M RA R &5 A S A B
H, % WsdLDL AL ACF A B, Ed Tl RTE
A I LDL Bk AL, AT 7T fk 43X 2 28 35 B XU 6
TF A i6 7 SR B w3 £ . Bk, R A
A ERIEREFENR, EEXELDL-CH R FE 4
# g & & B (apolipoprotein B, ApoB) %K #t — 3 i
B U Fo i) 2 g 3B R

3. ox-LDL 7K F 5 ASCVD R [ : ox-LDL # A
BB HEENL AN I AREE, I THK
TH R R BRI LDL Bk 5 2 B (% ok By (R
ML & £ E A, & K ox-LDL'2% | ox-LDL 7 i
ﬁﬁiﬁ;‘imﬁwﬁwﬁﬁ%\ﬁuﬁéﬁﬁf%% s
R ANR R B R E KB R A
wmimjﬂa%ﬁﬁﬁ%umcm%TpKH%
LDL & AT o ff & 2 Bl 6 & 38 B An ok om A% .
ZEILDLCERA I EAREELMAREZN
8] B, 30 ik o8 A AE AL & 7 #E 3 B, ox-LDL ] 1F
TR EENEREFZ—,

4.LDL-C 2R % % & 5 ASCVD A [& : [ & 16
IEIE4E B9 AR 2, LDL-C 19 ) 9 KU B X 38 5k 3
52BN E By LDL-C A -F, 36 5 A8 [ B2 By 5 72 Bt 8] A
X, ASCVD e xt e Bk THEE B R R E
E (M H o LDL-C K Fx4F#), 5 F 414
X W8T LDL-CKF>, HEEZREZFEE S
B B A A A AWK 3 Bk 4% A E (acute
coronary syndrome, ACS) M. [& & # 4 x , # &~ & §
BHBEETHKPRFELFEEE ZREE
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5. LDL-C & 5 ¥ 5§ ASCVD A [ : ¥ $£ 45 36 97
(treating to new targets, TNT) #F %X % & 4 #r & 3.,
LDL-CE MR EEHNELAEREZ,
LDL-C % 54 3 v — Mr ok 2 |, B R 3 ik = 4 A
B EH I 16%, 5 #7225 497 % K LDL-C K -F &
K, FEERABHNTRAIFAREFENA,
LDL-C % 53 M Yy 5 & 19 2 L 30 5 3 1K 19 2 fr 304
e, & ALAZ FE (myocardial infarction, MI) 72 42 [ 3%
T XU 4 5l B % 3 A0 349% F1 19%>), 2021 4 B K
— T M o 5] %t B B R 8 & 3L, 7 LDL-C K41
ey ek b R E e LDL-CE R S ikt 2 B %
A&, LDL-C & 5 M 1E & o %8 0] B XU By —
WATEREKRLERPEHR —FE2 T, BEEZRN
M B R K M1 AR E kAR, # % LDL-C AP 3% 30 A
ERHFES KA,

= EER

(—)LDL-C

1. T B & &4 2 B # LDL-C th B A7 14 & T
77 X :LDL-C & ASCVD 7 i th & Z T ¥47, F 1%
o I o g 4 32 45 w5 (2023 45 ) ) 40 B 3k AR 10 12309
(k1o £EFRTHREA , BEFERZTMIT
KGRI ET A~ AR IR TE AT LY
M (1) WP 258 JF 9T £ 25 47 3697 LDL-C Rk Ar
BX A RE [ B B30 4] R 8 7 B 9T 2 2 A ik 3
Z AW E E 7 &4 F % # (fix-dose combination,
FDC);(2) o 48 58 JF 7T 2% 25 4 Bk & B2 T B2 % i3
#| %] 5 FDC % 97 J& LDL-C 1l 7~ 3k 47 # , B & PCSK9
W A5 (3) 4% LDL-C AT 55 (A 3T K % 4
# LDL-C>2.6 mmol/L, & it Fl 7T £ 2549 % LDL-C>
4.9 mmol/L) , H Tt 3T 2 24 4y Bx & BB [ B2 R 0 30
HREUNATN BT REETEERI T XS
#) B 4 PCSK9 37 | 7| 36 97 5 (4) F ab it 7T % %
M oy B LA R R B E B ROk 4 | ) sk PCSK9

RO MG SR HE A LDL-C HAR{E

U A5G LDL-C ffif HARE

fE <3.4 mmol/L.B3"

e <2.6 mmol/L.t10:3234]

W fE <1.8 mmol/L HAHELLFFI>500! 121334371

e <1.4 mmol/L HABHEAL i I>500! 12133471

e SE R A3 2 VUL [ i IR B R (2023 4F) )15 LDL-C, fi%

LR I

47
2. E LDL-C 254 i 3% - (1) T K 254 . W1 3
FAE3HE AR B AR B0 F A, R
] B2 A R IR 2 B, 06 ) BB BS Ak, B B B 40 e
% W LDLR, #n 3% o1 % LDL 4 f X %, K BIEER
7, T £ 4 T B 3 K ASCVD A G o
R ([ o flg 4 3E A R (2023 45 ) )
HHEREMIT T (B4 8 #| &7 1K LDL-C g
E25%~50%)E:PIAE%F“E_@E%%E‘@{%/H
7 o (2) FE [ B Rk 4 40 A s A B R R S KT
w5 R E L C1AR B AE A AT 40 41 4K & Fn fE 7t B
EEEMENRR, MAFHIRAERETREZNR
W, B RIE 52, A 9T 2 25 4 By S A b A R B B
B A R R (K 3 2 A7 sk & A7) 7T fF LDL-C A
T3k — F E1K 15%~20%. IMPROVE-IT #F % % ¥ ,
ACS & 2 7 3T K 25 4 b b o B AR 3 & A dE 4%
#— %W&&m’f*ﬁiﬁ“ﬂ 3T 2K 25 4 Bk A B E
BRI H A BT M B R e R, R R
ﬁ%)ﬁmﬁm /urﬁ%éz - (3)PCSKO # #] 7]
+ F 2 i@ 1T #7 % PCSK9, [ 1 LDLR ﬁ%ﬁ%ﬁﬁﬁc%
LDLR # 1& F B | J , {2 ¥ LDL-C # ¥ I . PCSK9
%1 7| £ E A PCSK9 S 370 (204K 7% 40 9 A
AN R A e i N I il
% W % 4 ) f# PCSK9 /N F # RNA (small
interfering RNA, siRNA) , B 3% 7 & = . PCSK9 #
0 64 1 B AL A 22 46 T PCSK9 & /& , 8 3t 4t 1A
% 4 1 % PCSKO9, /> 41 #f, & W # LDLR 4~ # 1
#, M T AR 78 FF LDL-C A F#', PCSK9 siRNA 2
— 4 X 4k siRNA , # 31 5| #2 J B & PCSK9 12 £ RNA
(message RNA, mRNA) [ ## , [ T PCSK9 & & 1 &
B, B A Y LDL-C % &ty B 48 35 Fn i 40 0 % T 89 %
Yk, 8 m 7 BBt LDL-C By 45 B, A T 1K 4 31
By LDL-C™, 7t T 2£ 25 4y A 3 1 w4 3 & A7 19
oah £, PCSK9 ¥ 47 ¥ ¥ — 3 [ 1§ LDL-C & F
50%~70%""* 7“1 | ELA % THF % AE 52 3 310 2K F| A
fie A2 2 o3 4% 2h ko AR AL DR , B 3 I§ 1K MACE
$1¢ ,PCSK9 siRNA (3 7 & 2 ) #y LDL-C 3 [& 1@
K 50%"), 7 B E A A BE OISR T A 619, B
16 B % A1, B #8 K % PCSKO 31 4| 7|, 36 An i 2% 36
FTHERAENEEEZRS, COLEEREKRS PO
FREAMATHE (4 RKFE O g R
T oy T MR DA K O OB R BE T R, £ B R R
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NABERMITRE R, B H A8, X
S EE R, %A & AR R T &K LDL-C &
F 25%~28%, It ¥ b 2 AR TG AF, & B & R
— % B B # % (China Coronary Heart Disease
Secondary Prevention Study, CCSPS)F 52 ¥ & X &
NFEFOCRLEEFRMLBEL T, @ R F
R—Maw 5P A(LE FE . aR)NEEH A,
FLA R E B AR A, R R D LB (5) R
BEAF RTINS FRBA, T HW A
FE T ER R E B Ay EROKT ., G TR A E A,
THERE BT R T EREH N EE G0
HHEAEGHR, kA ACS B 74 R 2
BEAF ., WX BN ERENFEBME
B i A0 i TG>4.5 mmol/L (M % 1)

(=) B 1% LDL-C % & A [&

%t LDL-C B3 A oy 45 € A B85, 9 /T & R 3k — oF
BREUBEERF O RLE NG (D2FRNRE R E
ASCVD E SRt I ACS B AR EH AW, 2
WA # LDL-C % E <1.0 mmol/L"' ., (2) LDL-C E. 3
WEFHEDREFE A RERESEL LN (LA
Ko & B EH), BUAMKRAIT A, 20 BB 3 — 5
PE{% LDL-C & F

(=) MK LDL Bk K FAn Bh & T A

Bt H A% LDL-C A T 8y 25 4 3 #6 A 2% % 1%
LDLFR AT, AHARRT, MEFEXRBLE -3
J6 B B T 2k # LDL Bk T A% (B 3 0 B 4 4 %
N - T

(19) 41 4] ox-LDL 7 1%

M # ox-LDL Y fk 8 254 : (1) % B A £ @ L
NLDLBAAZ S # , % % fls & & R 4, # LDL 5 i@
WA R AZWOF I B AT LI H LDL W &AL,
B Bl Ji 36 RE AR AL BE B R 0K 40 L B T kL (2)
A 03B R:AARET, ZTREGR
(eicosapentaenoic acid, EPA) 1 — + = & X M B
(docosahexaenoic acid, DHA ) 3 & 1 &, b 15 1,
B EPA B 1E F B 0 # A1), 3t 3 8 #F % # 7~ ,EPA
8 3 1 40 % Lp (a) #1 LDL & Ak 3 %8 0 o 4 1% 3
P 00 8 B BT ¥ R B A w-3 A B B 1t A 1k
R KA I8 F 4R A ERE IS,

(Z)W P LDL-C R R EHEEME 71

REARBIEF NG RO mRE BT E
Fads | & ASCVD — R FAB . = R %% %

wg o R4 LDL-C 4% #4232 8 AP, 7 LU A 5
RS M E E R AN R, A 65T R A
K, %k s A, B A, LDL-C & f M # oA &
CVD 9 %k 5 A& K B 5%, 5 ) s A 2 b B 3k i 3t R
Aogg ZON e F YA R RE B SRR T
RN R flg AKCF KB R R fu kA7, 2 B A& &
ZRBRIRERAMHEE, BREHF FD R
a7 I A&, OF 2 4 oh o AR K B 4% # L SE3L ASCVD
Tl BRI EE AR

B

*LDL-C ;% ASCVD B & & % F M de s, A A2 B B2 R AR
EES RV LDL-CEF M, ENA R KMk izE 4,
P& EFRMNME

o 3 F ASCVD F 4 8 & & K e AFE R LDL-C & ik Ar{245
AT RIS T REFHERAEGES TERESE
B &R, 3 — & B A% LDL-C K F 2L b
LDL-C #] % W &

« JEAA F) 9 LDL-C K+ F , R F %9 LDL B K F | & A Ao
ox-LDL 7K % ASCVD K89 % v R ) 5 JE A A ABE
Jo ¥ IR | o H i 2 BSR4 A AR IS B ARAK
LDL-C K-8 & RIEAFE T Bl % R

*LDL-C #9540 % TG K -F 64 Fwh , £ TG KT 2 3
AFEF , LDL-C /K -F 38 F 24K T 5 FRK -, ik 4R 4 o
2 38 S, 3% )

® TGL53IEHDL-C

— TG #1 TRLs % RC

1. i ¥ TG Il & ok BHFE M TG I X3k 5 B &
B, e REEMANE B, IS ik FH.
MR BEE SR (iR B F)A K. TCAT
MR G AR R R K, B —/MERE TG A -F
TR AFRE R EE RSB, KE—MEE S
K E e, TCHET AR A Z 7Y, ABFLE
TCKTFEREWRA» . RRMEAELRT,
B Ja TG AT #5735 (47 0.3 mmol/L) ; # 3 %5 f i
7 TG>4.5 mmol/L, | % & & = J 5 A #£ 4T i fig 46
MW ULIF TG E™ Y, TG = 7w 86 %,
B A EE, AWXARE (L mBRANL
By -3t S0 4 B -4-E B AR AR R B R ) 1B R I R
23 F O E M E TG 8 % H 7 =

2. TG 5 TRLs % % kr : TG By £ Z A F 2 4
Fufig 7 4t B, TRLs 245 TG & & £ & (250%) t 5
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& A, 3 3L AT (chylomicron, CM) 5 VLDL,
TG 5 TRLs R &R AL AT B & A # ,TC KT #F,
TRLs & %% kr A F # % . TRLs & H 2k 5 ASCVD
AU AR 5%, B W, HTG 52 B3 ik 3 # %2 1 89 TRLs B
R LSWRIS B REHEENN G L FH
At R B R B2 i A 4 R B AT AE 5L R R TG
W B E B 1K MACE Z ¢ X [, H i TG X 1F K
ASCVD [i7 i th % 32 B 4R .

3. TRLs % RC 5§ ASCVD R [ : TRLs & 4 CM
5 VLDL,ApoB 2 H & F ZH £ 4%& &', TRLs £
3 1t JiF & & B B (lipoprotein lipase, LPL) #y 1F
A BHAKBERKETC B EEELC,HE
fE B B B %% % & A (cholesteryl ester transfer
protein, CETP)E fl , B EE BB 5 #F &8 E,
R EFTAEFRARENERE EEEHEE
B E 5 REEE (B )M CM %k 5 VLDL % b, B fg
& B % # (remnant lipoprotein particle,, RLP) .
TRLs 7 fr % B9 fE [ B % 24 40 #k % RC7Y, TRLs
K RC 5 ASCVD R A8 % , 2 {F Fl 1 9T K % 25 4 36
J7 #y ABEF  TRLs & RC 173 2 I LDL-C DA S flg i
S L R RS Y B & 22— R e
AN BE AR KR B H &, H Ak X TRLs &
RCHATIE R ¥ AR, L7 E¥HAERIEME —,
B L TG AF K B TRLs & RC A8 % 8905 o 287 XU .

4. TCHEE . TCHRE LRI EEH XA KK
BEAR K, B A EF T HEFEZ Lt
HERATG BT s, BERTCH W EEHL
TR LY BHE 03 % T WA (03
Fir B ) An JE BR 2 25 4 ), R R T E B TG e A
H,RDBEBRRAE (K2,

(o [ o B 4 P 45 5 (2023 48 ) ) # 3L, ASCVD
BERGRABEZTENEMT LAY BT E,
# TG>2.3 mmol/L, B % &4 F A F| & =+ 8 1)
B 7. B (icosapent ethyl, IPE) (2 g,2 &%/d)( Il a B %&
WHEIRMEANFELLEY &G E 03 R
(EPA+DHA) (Il b C £ Hf # ) LA &% ASCVD R,

— .4F HDL-C 5 TRLs/RC th * % K # *
ASCVD X [

1. 4 HDL-C &y 1 5 #n 048 #f332 % % : 4F HDL-C
# PL3# 3 TC A2 HDL-C K P H R F  IHEA R

3k HDL-C=TC-HDL-C7+"

TC K Ji B 3 € 7] Jh A3 3209 A2 B9 25 R JHDL-C

KANFTEFMRATET, HEREFZHTC
K LDL-C K F 8y m R A= ™, Ek, 54
€ BT LDL-C A b, 72 TG A F B Fn 7 3 1
Ak, 4 HDL-C HM CVD KU B3 % g™,

2. FE HDL-C 5 TRLs % RC By % % : &1 T TRLs
FRC R #HEE#HATHAERN, W J HDL-C=TC-
HDL-C, 7 Z R AT+ E 2 LDL-C# VLDL-C, &
ST AR W FEEAARE G F ooy E
B, FHDL-CHHEHE ERUE AFEE
JEME , A e BN . AR ABEE, b
F 8 TG L K # 45 & 4E B B Fr VLDL-C B
& M A Z 4 HDL-C 35 47 8 2 — LDL-C 3£ 47
it 2 N N T RS Il 2 2
HDL-C 78 £ & A% & 1 ASCVD I 7 8 K & T
AR

3.3 HDL-C % 3 %K & . % LDL-C 3 4% , 77 3F
HDL-C K A 47 B, L 7 £ & VLDL-C & 3k 47 (£ %
FEOR A ) o B flg 4 3E 45 w7 (2023 4F ) ) E L,
ASCVD E# R G ABEXTEHNEMIT LAY
W6 97 & #1 TG>2.3 mmol/L, B % J& % F K #| & IPE
(2g,2%k/d)(TMaB&iEHE)RMERNHFEXLGY &
4 -3 flg 5 B (EPA+DHA) (Th C 3k %) DL %
K ASCVD K%', 4 HDL-C 3k AR 697 By E AR 2
7 LDL-C £ &l + A10.8 mmol/L,

EEER

* % TG S % 52 B3 Bk #5 A AR AL 89 TRLs B3 % 8947 &,
12 B A7 i B 2 AR TG T 2 AKX MACE K489 BL429E
¥, AR TG A ASCVD 5 s 649 & 52 B 47

cEHDL-C E=MKET £%2LDL-CH VLDL-C, & 2
T TG J+ & 48 % 89 TRLs 7K F 38 Jm BT o 5 6900 o 5 ) G
R, ENERI % TG g S 4F 2R ABE T, 3E HDL-C 7T
A A ASCVD B 8 8 ) BT e i vA it — F B A%0s
A

*ASCVD & # B & AR % P F 7 T4 T £ 250877
J& ,4a TG>2.3 mmol/L, B % J& 2 T & 4 w-3 f§ W 8k
(IPE 3 EPA+DHA) 2 U 4§ 2 25 45 YA 4% ASCVD KK,
51K 47 B A 4E HDL-C % ¥e B 4%, Bp 248 2 LDL-C B 4%
18 _E Fm 0.8 mmol/L

TG KF ZARRF R E 0 Fa, Bl —MER R B 18] 4L 7T 58
HEKEF., Ribhlgh LFT, B TG KT H T
% (£ 0.3 mmol/L) ; 3 3F & ML o 7% TG=4.5 mmol/L, 1 &
K AE R AR LIRAE TG KA
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® ApoB

— ApoB £

ApoB 8y 4 M 2 T % & He ik 3% sk % % e E ik
5 | th 404K 7T 3R B ApoB100 #1 ApoB48"2 , H T
ApoB 8 % B 2 4 3 T & M5 B AR R R 4k
i, 3X —Je AR Y vE AR M G A R A R & A A I AH
Y, S2BF kg 3 M E B LDL-C 4 I 7 ik B 451,
ApoB B R 5 % 2 3 3 B A B8 4 LDL B
H¥EEAEE,ZF & dERERMLFRES S
R T4 4 2H 2, (B BT ApoB U & ¥k
o e = s T

= ApoB £ ASCVD R[4 Z2 4yt %

% A B i 3% ApoB £ 0.80~1.10 g/L 3%
W, E¥%HWT,EALDL.VLDL f Lp(a) B 4 &
¥4 # 14 F ApoB. ApoB # ApoB48 1 ApoB100
AHEX MMEETEFETCMY ,EHELERFAE
T LDL # . BR300 W 41, I R % #0 E &7 ApoB
% 15 B9 & ApoB100, 117 ApoB F Z X Bt LDL £t
A, 5 g LDL-C KT 2 W 8 IE A%, W& 0
I K& AR, £ BT T, 40 TG M
i, B F TRL % % 4 .sdLDL Bk 3¢ % , 3t B ApoB
GEHMAEEESEMTRD, & T I LDL-C K
FEBAATE, (M E ApoB K FH & th FTiE“H
ApoB it JE 7o B ¥, ApoB 5§ LDL-C [ & M| & A |
Tl /R ASCVD U #| 7% , ApoB 1k 25 12 B AL &
U SHRARLTARNIEERELES NRRE
B OB, N ELS S o fkok A bt
. LDL-C % LDL S fr & JH E B2 B9 JL & , 3F
HDL-C 1% % F7 7 2 o ik i FEAE fL fle 2 | B A & 1Y
HEERE, BT -2 FTHIRBEFENAEE S
WA & — 2 F ApoB, ELF fE £ & Jls & & B kL 1A B
R e, B O E 3, ApoB B A H LDL-C fn 3¢
HDL-C ¥ fis 5 81 R Bk fn 5% o Boh Bk B B (L g &
B R B A e A B, B R AR R, ApoB
% LDL-C 3 4 HDL-C ¥ ¥ #F 3 # Al ASCVD
SR e80T

ApoB F & B IR MH™S, THHRT, F & F
ApoB 7t 4 K B B 3 ki AR LR B A BUR AR X
ASCVD M : (1) B L E A JE B By = &
HTG, Wit By — 36 97 B A7 =2 I 1R 5L BE #0RL/TG DA
A IR R B RN (2) % B AR R B e (A

e A M), B R ApoB KT F IEE B AR
{5 , 18 L BE B 4 7%k A0 VLDL 5% 4 JE [ 2 4 fm 7] &
H ASCVD J [ 38 An™ (3) Lp(a) 7F & B 3 F 5 2
P ApoB A B (M) FERIGRRE , o IR E
B -X 2 AR K HDL-C B,

= \ApoB 2 ASCVD [  th %k B F T B 4%

— #% &3, LDL-C . 3 HDL-C % ApoB t % £ &
FHx, B, EXSZHBFAT, e NREHF X
ASCVD X[ 8y 15 & 48 & AW {27, & TG AT
T+ MR S LDL-C K 4 % 1K By A B,
T+ & 5 B 4 8 B LDL-C A F 3 7 4% 2 1K & LDL
B AL RE  FEENE, T
4 ApoB iE & & B KR E, AT 7 &K & ASCVD
R &, # & 2| LDL-C £ fu fls 5 % o 69 8 A 12
Z, ERREARTCAKFRENAHET , URE
LDL-C XK FAREW & F o+ , o EFRENE
ApoB f 3£ HDL-C 1€ 4 & #1 o flg A7 09 — 38 4+, DA
EXmETCATNEZHANRTHE, & T
ApoB 8 3 i 3 3 fik o AR AL R KR B R A A
HHE, BLTHTH - FPTFEEERETEN
ASCVD R &1,

5 LDL-C #2 4 HDL-C 7+ [ , B 87 % & ¥ # &
b AT 5E AL 25 4 76 97 B9 ApoB B8 . A ML K
RN N, ASCVD B & & M E g LB
4 ApoB Fl {E 2 5] 7 60.70 5 90 mg/dl, X i &y
LDL-C #14f HDL-C 7 7 B {5 1. & 2%,

9 ApoB Hy 4 3 % 4

1. 4 M ApoB A : 35 4 F# fig 36 97 £ 0 e & T
Ja o AL X BB R AR AR o RS K T Ae
LDL-C HEAKTPHFELAHE ., EXERE T, XL
RIEMEH A E T ApoB. M4, BT B 1E, ApoB
By B AR R LDL-C U & AP %, S A4 st &
NI ABEH — 2. Hil, 5 LDL-CABH, K #F
ApoB N B ATt ALt A % T R KB EF A
R, s KR AR D AR 4B % B9 LDL-C H AR
FIRERRET 7 F, EARRIE ApoB #h B A7 A &K &
R 9T 7 F, BT L8 Z ApoB T T B A7 th LB IE 46 .
{2 ApoB 1 % F B 8y fu fig A 0 48 A%, By TR 51 &
MR E S, RMES TR AT HE
B RERKFERET KM XHNEER
R0 895,997 ( 3 3)

2. 3 & 1K LDL-C % i ApoB: &K ApoB 7 -F

7/23

rRAE I IS 2% A (46 B ) 2025 456 8 4



i - http://www.cvjc.org.cn
%2 LDL-C.JEHDL-C &% ApoB iA)7 BB HE#F
ASCVD AU 7E X L
LDL-C JEHDL-C ApoB

=y N 22 R ASCVD ZEF a1 Y™ 8 ASCVD A IF22 8 A 1.4 mmol/L(55 mg/dl) 2.2 mmol/L(85 mg/dl) 60 mg/dl

6 R 2R 2 O VR FE A (124 H B ) 5 Bl afi A A o ol 5 o R

W4 i o A A, WA A7 3 1l s o A A 5 A v AU R

% :LDL-C<1.8 mmol/L, F- & A ™ E ASCVD 44 ; b & 50>

i (5<55% \Zr<65 %) 5 SR e L I B2 LA s B4k LDL-C>

4.9 mmol/L; BE 74 CABG B PCIYA YT 50 5 4 PR 5 /&5 1ML s

CKD(3/4 1) ; WA
A v e ATFA s fapr iR oA ASCVD fE S 1.8 mmol/L(70 mg/dl) 2.6 mmol/L(100 mg/dl) 70 mg/dl
= LDL-C>4.9 mmol/L B¢ TC>7.2 mmol/L; 4 JK % (4FE 13 >40 % ) ; 2.6 mmol/L(100 mg/dl) 3.4 mmol/L(130 mg/dl) 90 mg/dl

CKD 3~4 ] ; 834 10 4E ASCVD & 95 KUK >10% 5 2834k 10
4FE ASCVD &9 KBS Ry Hr B AE % <55 % o [RIBF B4 DA E 2
Pl K 2 R A R R, S ASCVD i fe A8 - (1) Wi
JE=160 mmHg 2 £F5K5>100 mmHg; (2)4F HDL-C=5.2 mmol/L

(200 mg/dl) ; (3)BMI>28 kg/m?; (4) 1 4

TS H ASCVD ZE0F I & 2k i ACS(FEREAE 120 A ). 104F ASCVD & AU WAk 3 I B LA BRAS 19 (2023 4F))1. ApoB, il
11 B3 ASCVD, SRS RERE {60 LA 06 5 BMI, B R 4550 CABG, TR Sh K 5% BR S A s CKD , 181 15 UG 5 HDL-C., 1o 2 32 i 2 10 il e

PCL, & 2R Bk ATRYT 5 TC, I [

%3 AR ApoB K TIPS

It R A T A 72 5L

FIIR VA

Al LDL-C A HDL-C Fll ApoB =2 [&] i) A—E1f i ;

<4 ApoB 7R T iR 2 A v A SRS 14 5 PR 2R i)™ B i IR 2 1 IUAE (0 s 103 95967

FEREG 7 A8 3 O 8l TH R aife ) Js 4~12 J
e PR oA CIPIR 0 2 A

o) % LDL-C . JF HDL-C Al ApoB /K-S 175 1 TR 77 B
« B ApoB 7K F-XF 5 H R Ak R0 Cln 4 2 B 4l A 72 ) L B2 e (L' A | FROBR iR

PRI DRI ) | SO Ak AT B A L P9 200 28 Lk A E T 2 8 ) 1A R 5
« BB 1 A5 A A 2 3R 7 (AR IR YT WERR SR IR B0 % S 25 24 ) R e 28
1)) T LDL-C . 4F HDL-C Fl ApoB 7K V- J2& 75 77 15 5% 1] (80)

PN

* 1l ApoB K- 1 imi A PR R JRE AR 5% 2 15 AT TS R A P i 2 1 3L 7

1 ApoB, BNRER (1 B HDL-C, =8 G 2R P I [ 5 LD L-C., K% 3 N5 2R p1 JIE 71 e

UEFEFATHRAEM. ELZWETHE, 0 TE
K % Btk DT, 90% 9 18 3K ApoB RIb = T
LDL ks % [H i, #0972k 25 4 = P 1K ApoB &y
HUhERET . WRFLBRMER, B H TG AF
i B, P DL A B A L 25 47, 4m PCSKO #7 #| #
SR A % A7 # — & R 2> LDL BURL K % b ApoB By /&
Ko A8, 4FF 2 8 TG ¥ 8 7+ % 1 LDL-C A F %
& &, & & TG ¥ VLDL 5% & Bk 4 18 31 # fis &
B UKL & BT o B H BT KT LDLBURL, B i, T
& J AR TG By 25 4 5k 39 — F B 1K ApoB™",
ALK TG %32 2 & 3 %] 7] 9% % K 7T B D AT
JIE Fn fi7 14 VLDL 2 CM B9 % i 7 F£ 1% ApoB, B, #
v T 44 F Kk M5 B E B 1 JE (homozygous
familial hypercholesterolemia, HoFH) , & B & ki /&

Aol mEamAr"" % —_RAXNERHER
(antisense oligonucleotide, ASO) 2§ 4 X 8 % £ %
ApoB100 41 #| 5| , ¥ F& 1 ApoB>50%, {2 [H % | ¥ &
UMK A AEFEERRAHERLEFRS, B
X f % E kT HoFH #h iy 710,

3. # 1§ B 1K TG %1% ApoB: E #T 4F x4 1% TG
FEANENESAH TR v EEREHEAS
(angiopoietin-like protein 3, ANGPTL3) 3 %] 7]/,
ANGPTL3 #f #| #l & X B % M 1K TG, & 7 M 1%
LDL-C % ApoB. A I IgG ¥ 3 & ANGPTL3 #i fk
(Evinacumab) P 2 %1% HoFH & 7 & 4 & 2 & & i
JE B # LDL-C & ApoB ik 45%~50%, [l it & 1% TG
50%~60% , L I JIE [ B 1F i 4l F 74K #1 LDL % 1K,
B B AR AL B ok B DO B AT B R

rRAE L IS 2% A (246 B ) 2025 456 8 4
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WA T 128 B ELE SR A HoFH & 697 o
% 25 4 7T 4R 8 4 ApoB B E A B E Fr &, A T K
ApoB A 101061 & 3+ ANGPTL3 B9 siRNA 4, % 7=
H B % 415 TG>60% F1 ApoB>20% #y % &7, 5
— ¥ 5 # flF & A C3 (apolipoprotein C3, ApoC3)
0], 30 F] ApoC3 T 4R & fis & B B B 0% M, (R 3t
TG [, 04N L W R 3 VLDL BB By % . % T
ApoC3 1 siRNA #| 7| # % & 7~ , ApoC3 #1 #| 7| 7 &
F AR TG, [F B B ApoB 20% 7 4 1%1%,

BEERL

* ApoB 7K T 5T 5 B Bk 35 AE AR AL S B & Uk B IR 7 AT 69 AL
B AR

* ApoB $t 3k HDL-C #2 LDL-C % /& # b 3F ASCVD R 347
52, 45 R L TG I 2 B ApoB #9484 9 2

<4 F ASCVD A 3 & M & L E T & & %4, ApoB B AF1L
21 2 60,70 %2 90 mg/dl

Ak ApoB A LG L E T AT Ah g7, hth e ds

F&AK LDL-C 8% 25 45 A3k S 4K TG 25 40

® Lp(a)

— Lp(a) Bl A 8k 47 A3 B AR

Lp(a) R H S RN, FAEFZ TR K
AN TR, ¥ Lp(a) KT8y 29 X S oA,
FRRKERZRRA, Lpla) RS 5N, 4H
FERMFERT EAHKE ., IER E,Lp(a)® F 5
I AWM 7 % 8 E R % (mg/dl) 7 Fn ¢ EE AR
W % (nmol/L)” oy T & 46 A% i 4 T R IR T 46 Ak
R4k Lp(a), 1 K % 2 ANE 35 4 % Fr 4 B/ 89 Lp(a)
B (IR 5 BFIR) , 3 7 AR B Apo(a) K/ \Lp(a)
REMAS) LHEEZR, B REREL"HRR
M. RELAMEHEREA RS REE AL
ty Lp(a) BEATVE A £ &, T & & Lp(a) ALK L 84
CERRERTHRX —kE, BB EEHZIA
i E MR T A 4 A (World Health
Organization, WHO)/[E 7 s R b & 0 52 36 % [& ¢
Bk 4 4 (International Federation of Clinical
Chemistry and Laboratory Medicine, IFCC) %&£ 4 ;i
By Lp(a) B 5 A8 I 45 R 3 Apo(a) 7 49 1K B % v
BN, P Lp(a) UK 8 nmol/L & 771, 17 IFCC 42 18
K “nmol/L" 1 4 Lp(a) i & 2L, FEEENEZ,
“E /R E b B3 5 R ] Kringle V-2 25 4 3,

(kringle IV type 2, KIV-2)F & X DL BLf 5 &F 75 e
J 5T UG 4 S M B S LA, LR SRR R
B 77 Lp(a) 34 45 R DL & 3 E (mg/dl) 2 /R R L
(nmol/L) & 75 # 7" 2019 4 BUM i g 77 % 4 o
HHEBMNREAN—EFELEH RN —
R, HF DA LT ABEAT Lp(a) B2 : (1) ASCVD
W faA#E; (2)F £ X ASCVD Kk & (<55 %
H & <65 2 );(3)E & % B M iE Lp(a) K F I+ &>
90 mg/d1(200 nmol/L) ; (4)FH 2 & fih 3% % 1 i fig 57
5 (5) 8Lt £ 20 il B

= Lp(a) 5 ASCVD A [

Lp(a) ;& —#F LDL A At , LDL A Bk 4 & 2
[E B . ApoB100 1 & 1k, 8 fig (oxidized phospholipids,
OxPL), 2 % ApoB100 3 3 — 54 5 £ /> Apo(a) £
hiE#E"™, Apo(a) B —frEmEH LN EKEA
Ji, L 7 AR 48 W/Et\ﬁi,Apo(a)l{]/‘J kringle \Y
ZMAI0E , XFKIV2 & HARHENFE I,
EEKEKES - ELpA EEEF L5, Lp(a)
By Al At 9~ F & A N o Lp (a) ACF & 5 B/ A
] 2 8 K, K F 5 B A <1 mg/dl 2100 mg/dl
(<1 nmol/L % >250 nmol/L) £ % . 17 Lp(a) & F
FERRTLPAZE 6o, LF X LR EAES M
%' Lp(a) 5 LDLA [, 7 e B VLDL # b T
K, A EAAEMAEE A, £ — KRB d AT
E& Rk ey e &A™, BRA N K3 4 Lp(a) £ AT
fIE 2 LDL Z A B, /N80 4 7 2 1 kA L i i
BER", EHAHRETEERZTERBA ]
(scavenger receptor class b type 1 , SR-B 1) | 4f %
B R % 1k \LDL % fk 4 x & & 1 (low density
lipoprotein receptor -related protein 1, LDLRP1) & #
5 T IEN2 8 Lp(a) R,

Lp(a) B s ik B AR HLH B R T2 EHA,
HoAH X B CVD KU 7T f 3L 5 R/ A A 21
W4 2 55 £ & Lp(a) B A LDL UKL 89 BT H B
o RRE ARG, BN E R E R LA,
FE A B R AR R M ox-LDL, AT, %
FERER E ,Lp(a) T8 I LDL £ & 5 % 2 AS, [
H Lp(a) £ X & % LDL & ff A B AS i 4, & & 4
Apo(a). Apo(a) 5 o ¥ Bg J& B A [ JR 1, 3 3 97
] 47 VR B JR R, PR AR AR AL AT VR R AT A
e 4h, Lp (a)-OxPL 40 5% Z 2 B9 (& K (R ASH T
OxPL 7 ¥ 5 1 & 48 ML 7 7% 0L 28 fE A vk 4 L B9
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RREEHR, BRI EERE. Hit,Lpa)™
] B 4 3 (7 AS, { fn # 0 R An f 3R E R R & B
ASCVD #g K& 2 Fn BN

Lp(a) K-Fd EE M E,JLFFZFFERAEE
FABEEHZW,EESHREEN, KE HRF
WM R B EKBEBT REERRF
Lp(a) K-F2F&. Lp(a) & ASCVD By — /N 2AGA 8y
Mo H R, A RGN R RATR FI R
FMREMEEFRHIERT X — A" JAMA K
RTI3MkREALZTFRBROGFR, LAY E
— ft A # #F % (Copenhagen General Population
Study, CGPS) & — T 4 #] 16 4 9 1 15 1 #F A %R
W WL JE #F & (Copenhagen City Heart Study,
CCHS) ¥ ,Lp(a) 67~89 41 th A K 7 10 % By MI R
B EE, Lpla) KF & T 954 F(>117 mg/dl) By &
# ,MI & th {8 th (odds ratio, OR) % 2.6(95%CI 1.6~
4.1), BB, 2 RE %Y Lp(a) 2 # KIV-2 ty #
T Fo 5 MIRU R e JRCE T R IR
Fk % 7@ #F % (Precocious Coronary Artery Disease
Study, PROCARDIS) FA 7| % 4 4 £ [ 41 X Bk o 47
&R, LPA #h F & 5p B S L 2K T 110455872 A
153798220, 5 Lp(a) KT 7 & K& & 7 M 3 Ao %
Wax", PEABEN2RXEAXKAR
(Genome-wide Association Studies, GWAS) #F % &
T, LPA 25 B # # 157770628 F7 173596816 5 7 10
wEEAEREMX" . — T E T meta 54T 21N
& BTN LR A BB RO T K 2 A s R AR
#9729 069 7] % X # , ¥ Lp(a) ik 4 2 fr 41 (<15,
15~30.,30~50.,>50 mg/dl) 2 #F & 7~ , LDL-C % & &
RTRRFAEREHCVD AR, RITHF R X
W, & 4t C K & A (high-sensitivity c-reactive
protein, hs-CRP) ## Lp(a) K -F 2 |6 17 7 & W Bk &,
7= MACE Bk & U B 517

= Lp(a)fE # ASCVD X [ & 3 B #r X & #
R

* T Lp(a) UG B8 # & % i #5137, >30 mg/dl
(3.>100 nmol/L) /= % [E 45 5 & # &y Lp(a) K [& 3
waY, BEREAARER T, Lp(a) BIKE
3K B 4% 18 (65.7~100.0 mg/dl) , A ¥ e 7= 4 s R
bR SCH R o A R BT Lp(a) KCF R
AR AR A aE B B PR, B R L o
SRR B Z T PR Lp (a) K89 5 B 3 B0 i

TREEEXEERNM,

EHW BT TE,REMT RN ET 2 RE
¥ o Lp (a) 89 K F , 12 Lp (a) K F>30 mg/dl 8
ASCVD A Bf, 41 #5 % B & 2 3T 25 25 4 $E 47 AR
I8 LDL-C 397 , H F Z K LDL-C K -F £ 55 mg/dl
(1.4 mmol/L) PA T Lp(a) KT 3 5 89 B 7 DL

AR B LDL-C 6 97 W 3k 3" 5 E Bk B 48 T DL —
REEMERLp()XF, EAEAREEEREA
(high density lipoprotein, HDL)/%& H it = B X 3 4%
SAEF W AT MA@ RE R
8 % "7 (Atherothrombosis Intervention in Metabolic
Syndrome with Low HDL / High Triglycerides and
Impact on Global Health Outcomes, AIM-HIGH) ##F
KA JEGR 3P 9 % 2-76 97 HDL DA D i % 2 1 oy
& % % (Heart Protection Study 2-Treatment of HDL
to Reduce the Incidence of Vascular Events,
HPS2-THRIVE) #F 7 # # & & 7~ ASCVD A& I 1%,
Bl e A B B T Lp(a) K P& i A
PCSK9 # 447 siRNA A 7 [ K Lp(a) B9 R , 7 ]
VG o B AR K A BT PR K Lp (a) K P 3 23%~
279%™, LS R E W B E R B 2 A PCSK9
BRI T G s R A R S R KW, Lp(a)
7K Bk 18 T 3K 47.6%, 5 K T B4 Lp(a)
&k 48 7T 3k 36.9%*, siRNA % 2 4 7T 1 Lp
(a) K F & 1K 209%~41%"> " {8 3t F Lp (a) >
30 mg/dl B9 ASCVD A 3, 475 #4 DL F <5 58 ) 9T oy &
A, 56 % I B A BB B RO ] ) 2 PCSKO 7 A
MLPEMK LDL-C A % — E v, R TIHIEHE, TH%E
DLFE Lp(a) 7 & & H AT T H # £ | PCSK9 11
7,

g & & ¥ % K (lipoprotein apheresis, LA) /& H
WAHBERLp(DW T =, BEAFRATHER
4 ApoB By flB & & DL BCAR K B AL Fie KR
AR [ b 2 5 Fu 4k %, A 4 8 LDL-C 1 15 78
77 T H R E & E, X T Lp(a)>60 mg/dl
HAEGREFFENHTERENES, TE R
LA™Y,

ER AR ERLp(a) G ERTY, E£
FEAT I KA 50 19 B 1K Lp (a) 97 3% £ & A siRNA Ao
ASO"™', siRNA A ASO 7 4y 4 7 UL 1t § N- 2. Bt
2 LA B2 (n -acetylgalactosamine, GalNAc) % 4, 4F
5 M fr 3% 2| BT E o Pelacarsen 5& — ## £F % Apo(a)
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mRNA # GalNAc % & Z ASO'"™, Olpasiran & — #f
5 GalNAc # # B siRNA, 7 3 3t & #% Lp(a) mRNA
KA Lp(a) 2 B 8y F £, siRNA A1 ASO ¥ &
F AR Lp(a), & B34 98% ", B{K Lp(a) 2 % #
Pl ASCVD XU e H £ 2 T ls R 4 & #F &R
R

EEER

s EBURAZE VK — ok Lp(a)

*Lp(a)5 ASCVD A & 2. 348 % ; Lp(a) 7+ % 69 B 18 % >30
mg/dl

o U it 35 5 AL ASCVD BT B & R 4K 3 Lp(a) 48 £
# ASCVD R[4

* PCSKO 4 ) 7 £2 A% LDL-C 84 F B 5T A& Lp(a)

o 5 S M AR Lp (a) W6 JRAT 5245 90 8 4K Lp (a) 300 oA 8
T IR 09 AR

® HDL-C

— \HDL-C & 431

i % HDL-C U € 77 35 71 2 d 3 3 0 % L A
wEEEE NEERIMESE, BWRANE
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