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p=id

HE

LLsh ki RE At O L %5 (atherosclerotic cardiovascular disease, ASCVD ) i FE OISR ( cardiovascular
disease, CVD ) I [E Ik 2 J& A —AEIR, K855 N8 7 1 H [& 1 low—density lipoprotein cholesterol, LDL-C )4 ASCVD
HIERTESER R . T FRE ASCVD Bl AT EHg s, AR B LR . I JLAFth S B I A s
WIS TR et e, e MmARTEm BT THAERA T, T AREILAR & 1E K T-BE ASCVD &1 43 J2 B 3 ] T 5+
TR G R AT, B IS 19 LDL-C /KF-XF ASCVD # (8 ) mfa 835 m s WE W B rbe . Fitk, 485
BATER BB RZNETNRE, JUEk Mg ®BiiatEr " BuCh “ARE s " (LUT fFRHEm ). Briami)
77 LDL-C A5 0 ML T FlR i SE80 5, LGRS o0 200 H HARE. e AE AR TG Oy T Bl Skt b, DUh s B AT
RGP IR 2GWIRYT W E IR AR P B S R 2 (A0 ) B AR P ARG R R 9 IRRI A s bR oM .
fRr A LB B2 AE R A T B p R A . BTl AT B AR IR RS, AT T i J 4 BT,
HEHE ASCVD i
KEEIA SIMKAFEREAL s O MR s B MTTIR25%); BREIRYT: I8/
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Abstract

In China, atherosclerotic cardiovascular disease (ASCVD) is the leading cause of death among urban and rural residents,
and low-density lipoprotein cholesterol (LDL-C) is the pathogenic risk factor of ASCVD. In face of the rising burden of
ASCVD in China, lipid management is of urgent importance. In light of the research breakthroughs on blood lipids around
the world in recent years, it is imperative to revise Chinese guidelines on blood lipid management. Because the appropriate
lipid levels vary in people with different ASCVD risks, certain LDL-C levels which are considered normal in people without
risk factors should be regarded as elevated in people with super high (very high) risk of ASCVD. Therefore, after careful
discussion, the expert committee on guideline revision decided to change the "Guidelines on Prevention and Treatment
of dyslipidemia" into the "Guidelines for Lipid Management" (hereinafter referred to as the new guidelines). The new
guidelines still recommend using LDL-C as the primary target for lipid intervention, and determining target LDL-C values
according to risk stratification. For reaching the target value, it is recommended that, on the basis of lifestyle intervention,
moderate intensity statin therapy should be used as the initial drug treatment option, and cholesterol absorption inhibitors
and/or proprotein convertase subtilisin kexin 9 inhibitors should be combined when necessary. The new guidelines cover
lipid management throughout the life cycle, from children to the elderly. The aim of the new guidelines is to improve blood
lipid management in China in all aspects for better prevention and treatment of ASCVD by guiding clinical practice of lipid
management.
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DM (cardiovascular disease, CVD ) J&4
BRI L PN i N 26 2 i e B %) e T 2 18 MR AR
PP . SRR AL PR O L4599 (atherosclerotic
cardiovascular disease, ASCVD) M FHJ CVD ( Uk
A JEE 9 AR I P i A A5 ) R L 2 i RS
—PIFETIRA (AR R 40% UL Y SEAEk,
FFE ASCVD g (AR gks i n ®, B TARIE
PR

AT AL S A R T U ST 4 T
UESE, K% AR EE FIIH A (low—density lipoprotein
cholesterol, LDL-C Y& ASCVD FIEURIEER R £ P,
FHE AR R, HoAth A 5 & 1 B( apolipoprotein
B, ApoB) WINREE T, AUFHE & H i =ERAIEE N
(triglyceride-rich lipoprotein, TRL) T H AR, VAR
eHE A (a)|lipoprotein(a), Lp(a)], 2 5 ASCVD |
S ER AR P AR B

20 20 36 [EAR R ARALTE DR T A 1968 4F
LR R A5, 1980~2000 4E R 40% L) |, H
Hh s ) S 6 TR 3R A TR o 449%, SRR SRR ORI
EIHEEE (total cholesterol, TC ) 7K -MIFARL, X E
249", SR, BERHE R B E R TC LDL-C,
HM =W (triglyceride, TG ) 7K 2012 4E45: 2002 4
AHEFE, S%EIEEAMEBEE (high-density
lipoprotein cholesterol, HDL-C ) B [EMK; = 18 %
NHEI g 55 (ol B T Y, T RO I A 5
YRR | IRYT R AR R0 TR
e, F T M ASCVD ik T 722 FTHEH, i

RE IS,

2007 AFFEIE K DA ARG SR T, AR
FoO MR SR LR RA MRS
SSAE 1997 4 Il 55 BivA L ) ' i SEhl i)
T SO R S8 A HE R ) o 2016 AEAE
i 1 8 T A R0 A T 2 B 2 i 1 B 4 iy 1) 2
FET L HE 0 A b O 0 A8 e % K 28 5
SHAZERL R, GE NS IR SUSBIT T 1) i
B, U N R A R KA SR
454 EBR AR TR m X AT 1 4xTE ST, 3T
[ I A S BliiA e EE (2016 4RB1TRR ) ¥, 42
BT EE S E R MR S EE AL, XA AN
(o IG5 B TR R B T AR R P

RN G S5 B iR 4E (2016 AE4E 1T
) KA, TS R P A S5 i A 5 SLE
37 R, JE— P WE T LDL-C 5 3h ik
oy FERE AL 1 DR SR G 2R 5 BN 25 W B & 1o AR

JI 5 245 40 iy £ 1 5 AL AL FE VS R 9 (preprotein
converting enzyme subtilisin kexin 9, PCSK9 ) IR
R R, A LDL-C /K P B AIE 50%~70%, 7
MITZE Y697 LAl B — P> FEAR
O I & S 14 ( major adverse cardiovascular event,
MACE ), FFREEIESE T BRI FEFEAR LDL-C Al
B2 (R0 U AR AP R 1Ok R I A 6 4
AL 2 [E S M e+ B HEA T TSR AT P,
T 8 ) A% A9 LDL-C #5546 H Ax, JUH X F
ASCVD R fE B E; 7o, 5 EAH 5 i F 4 K
R It 9 L IBUA S A E Je

T RiRE R, EZROMERTRE I
B REE D M2 . W bl
I Emes . KR o Kh sy, 2
PR FRHBIK G TR E 2, A (P EBOA AR
S BIATER (2016 AETTRR ) #EATHR, B1EdE
Sl R B, AT A T F i fS A BOK P, e
ASCVD Bijifi.

M MAR A &K F-Fl ASCVD &K 47 )2
IO RI AR, FERCA ek R W A REH, Al
PR “IEH B9 LDL-C /K, X ASCVD ## (# )%
feBEmE B ST m. Kt EEBirexZ%
REZINEWIR)E, e “MAE S H Pia e
Bech “ImfsE AR " 3Ah, AR SR A Bk
SRR AL T 4R T L2, il AL BB a5 48 2
TR S TILEMARE AN E, B JLEE
AR R RS I, K, TREHS—
B R HE T e e B 44 o b i e A R
(2023 4 ).

AAE R BT TR T A T A L URn R AR B
ST MBITHR R RS i B e M et
BRE MR T IZ ARG m T R &
BN, 2R E T 6 DIrH
(FEFEETT ARSI | B0 2% . ASCVD
SRS PEAG . BERRIRYT M B AR . BEIRIRIT 2y
PIRAE iRy i . LB KRR AR I IR
) 15 DGR, fERBEIT TAEHRE O
[ T SCHRAS AN PPAN SR, 7 P 3 SCOCHR A
A TG R S i 25 L AT RGELEIA TV A,
R ) 1 T A R L N i PR AT 5 B A BA 7
FERIBCR MG, TERE SR, EREN=H
TT 7T RGBT 2, AL BT E AR
TESCHR RGP B el |, R B RS8R B
FEITE I AL, 3 A B IR K,
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TREWAE BN A SR, %2 KRE2H%E
FWFHE I .

AFE T RS ) SR 0 E LR %
KK FEAH Mg FE R 12

AFEFRHERE IR A 2 LR

[ 25 EUFsEAn (8 ) —BiNa % . A HEE
WARITBARAE, WA,

T1 25 A AT (B ) AR UEE 564 7 & sk A7 AE
RS AT s e I a2 AR, WA
o] T R (2 )AL, I X EeiRy 7 sk E e
A T b2 A7 GRS R BE 7S IE AT
OB VAL, P25 &N

M2 EEsEM (5 ) —8ATERA (%) T8
B, X —Se BT BB E IIRTT SR, AR
A

ARG R XHIEE PO 58 LA AR

EH5 7K F A iE 4 3 T £ 100 Rl ML I R IR 56
( randomized clinical trial, RCT )BYZE#047 .

HEHEKSF B E4E L F 55 RCT 3 2 100 E Bl
Xif HEAFSE .

K C: AU B FIERE LA (5 ) Z&F/)
PUERIESE | [BBVERIEE Fn i o 4%

1 IMAEH & RATHHE

EAHETR
| (1) #HLHHk, PEABMRIEKT, &
BRSO R R R e, VA% A ) B 63 A
CRAWR, 3
| (2) ASCVD #8 (48 )& B AR Hefs 6 77 &
AR REAS, REEE. ?

20 t2g 80 ALK, FREAHEE, G JLEM
FHAE, MK RS, M BRI R
ij]n [15—20]O

ML B3 124 7K AP S PEA ATE I A 75 T 34
(LG bR, 2018 4F 4 [ 2 Hdls o ™, &
= 18 % WML TC ~F-#4 4 4.8 mmol/L, LDL-C Jy
2.9 mmol/L., TG & 1.7 mmol/L, 5 2002 4. 2010 4
2015 4FEEA T 0 4 R A SRAT A AR AR EL L 459000

BT S Y KO 2 B B T 1 — T e
(A7 55 4 ER 200 A Z IR RAL s 1Y, 1980 4,
HERS TC Al % B s S IR RS (JE HDL-C)
(RS- 257K A F R AR A 0 G 2 51, B AR TP
Jr B K5 1 2018 4F, H [ A TC A1 EE HDL-C

A S 25 7K S 0] A B Bl H o T — 26V R A1
KA. R, LR A4 MG Kt 5 T
o JbaULEME AR ZE S AEp T TR A s 1,
2014 4 6~18 & L /DAEIIMYE TC, LDL-C FIE
HDL-C “FE37K 453518 4.3 mmol/L 2.4 mmol/L F1 2.8
mmol/L, ¢ 10 5ER7H 2 E Tk, AT I35 IH [ B K S
T s T AT S 3 2010~2030 43 [0 i 45 4
T2k 920 J ) Y. 38 i AR I3 R [ S 24 KSR Y
kLT TR E ASCVD TR A EZ Bk,

Hh ] B LA S 5 FO R Aok — 4R R
R 152021 00018 4E 4 [ P A 45 R R, = 18
% BG5S BN 35.6%™, 5 2015 44
] R A I A S RO SR AT LU AR SR A T B 1
HES TC IIAE (TC = 6.2 mmol/L ) Fip R A hin i
B8 P 5 2015 4F A BCHE AR EE, 2018 4F & TC IfiL
FEAE I PRE BRI E I 115 4.9% 1 % 8.2% ),
5 LDL-C MUAE o Bt 452k 7, 2018 4F = 18 %
M LDL-C = 4.1 mmol/L i He 5] & 8.0%, Tfij 2010
2015 4= 18 F i A\ LDL-C = 4.1 mmol/L iYLt
W53 51k 5.6% F1 729", F& W L DR
B TC LA o R I 8 T Y. 2012 44 [F 7 4
AL ARK., HET 6~17 % LEMT A ETHE L
R PY5.49% WLEME/DHAT H TC MAE(TC > 5.2
mmol/L ), # 10 HwiFHE2) 1.5 1%, JLEHE TG
fI% HDL~C. IfifiE W B A i o

PEE A AT ASCVD FBE X ILAG S5 (R RN |
BT A R ) & ASCVD — 2 il . — 2 iR
BIARZ L SRS . 2012~2015 4E AT IR 2 B,
= 35 % BT LGS 5 A HIBERAUR 16.19%, Xt
T ASCVD /G AFEF ASCVD B, DA AR
o A L B2 W A 7 28 M LDL-C [ iAFRER . 75—
R ASCVD = fa AFEH, FEIR 259 M6 97 %
VH 5.5%; {EE B ASCVD AREFR, AR5 A
J7H N 14.5%, LDL-C bR RN 6.8%"", LA,
7E 4 [H 246 K B 104 516 il 201 55 bk 25 4 4
(‘acute coronary syndrome, ACS Y RE &, RAGH
T 15 B KA RS A I35 FR 8 I i 45 B e
LRIL) PURRREES T HT R BT 75.19% B
N EfEEE , ALER LDL-C i545%( < 1.4 mmol/L.)
IR 6.6%; 1854 HBEAb I (5 B &, 95.1%
B £ H BE A 2 b T T 2R 25 PR 259897 o oo —
T 9 944 {5 A0 FH A2 PE L Cop L e it A 2 v ] L
MLAEBEIR B ASCVD BB E BT i 7T 42 12, p
ASCVD B H 26% il & fE %, LDL-C ikfr
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A 13% ] UL, e B R I 4 3T A i
frhna .
2 MAiESARER
e ,
(1) 5l RE LGRS RH L B0
B fe TG,
| (2) ik PRB B A TC L EA5ETHKES |
¥, @iE3LEME (chylomicron, CM ), #AKE B
g% & (very low—density lipoprotein, VLDL ), ¥ J4]
ZENeEE (intermediate—density lipoprotein, IDL ).

BB EMYER ST eE

K5 g & & (low—density lipoprotein, LDL ), &%

JE P& & ( high—density lipoprotein, HDL }f= Lp(a).

ML= L R IR RS . TG FI2EE (Anskig )
SEROEPR, 5 Im PR DIAR G B0 L T R [ A
TG, WMARAETIK, DHSRRERT, Bz
I (apoprotein, Apo), Z5GTEMHIEEAAREH T
M, Wz 2 TR

Ji& #1432 CM ., VLDL IDL LDL #I HDL. i},
WA —MIRE AN Lp(a). JRE AP IRE . £
By . RIEMIZHRE LR 1.

2 (e FEREFEM I % ) R A=
pxe  BE B SRR - TERRE Tt
(g/ml) (nm) TG [EEEEs Hips MEEE T Hith
CM < 0.950 80~100 90~95  2~4 2~6 1 B48 A1, A2, Ad. AB IN\EEHRL BRY 8 TG BB E B M /7 i
EEHMER
VLDL 0.950~1.006 30~80 50~65 8~14 12~16 4~7 B100 Al. C2. C3. E. FH&EH AE RN TG EANEALR, &P
A5 B /K R J5 B HUH 18 RS B ER
IDL  1.006~1.019 25~30 25~40 20~35 16~24 7~11 B100 C2. C3. E VLDL & TG £ f5f5/K /8 LDL BUfK, IBHEATAEREG
RIS A
LDL 1.019~1.063 20~25 4~6 34~35 22~26 6~15 B100 = VIDLFO DL TG & MEEEBHMNEZEHK, X LDLZEF
BEBEK RIS AR NS oMNE A LUREFIF A
HDL 1.063~1.210 8~13 7 10~20 55 5 Al A2, C3. E. M FZEZFHF/NBE (RUEBEEMIMEEHAB XL, Hic
A& REE B EATAE S HAth R F
Lp(a) 1.055~1.085 25~30 4~8 35~46 17~24 6~9 Apo(a) B100 7 FFRE S AT 50 Apola)  ThEEM R 25%
BiY iS5 LDL
ERNEEY

7E:CM: FLEERUL VLDL: MARZE PSR G IDL: PEZEREE S, LDL: [RBEEES HOL: SBEIEERS; Lpl): f5E S (a); Apola): HEEE S (a); TG: Hil

=B, —: &

2.1 FLEERR

CM H1/NZ AL, 2 I R KR &
WAL, TEM R TG, IFH AZHE 12h R
M, I JE CM. 48 5 DA B B2 55 RO AS T i
W e A RE CM B, MM iR, FRoh “F
JEE I o
2.2 W= R

VLDL i AFIES %, H TG &4 E 50%~65%,
5 CM —&4:Fk0 TRL, T VLDL 43F kb CM /),
TG IEF S, 25 12 h WIEE 2 EH, X218 M
1 TG K-> 3.4 mmol/L B, IMiEEFRNEFEHE
H{EALI
2.3 REENREN

LDL Hi VLDL #%4kifi>k, LDL ki th 255 50%
(1) A s, f2 L3R M O [ e B e 2 R B T, ik
Frohy s o IR IS & 1. B+ LDL ki, R
LDL-C Mk ARy, I AN 23R

LDL H111) Apo 95% L) F-°5 ApoB100., LDL ¢ /H
[z iR BN AR 2L, K280 LDL J2&id i JH-4i A A0
FFANAZR) LDL 324K ( LDL receptor, LDLR ) #E1743
fif Al o LDL 7E S Ik ots #EREAL 14 A= A& Je it 3
KEAEM . 1o, B TR, ST aERY
72 5+ 50 LDL BURLA AF L — € W S Bt o AR Dk,
K/NFIEE BE = AN, A1FE LDL 23 A [l 2H 57
AR MEE . ) B /N % 7 LDL ( small dense
low—density lipoprotein, sdLDL ), J&+# 7] HEHA H R
BBk FERE LAY VE T 2,

2.4 FEENREA

HDL 2 i IRV Iz & R, BRI/ N g
HH, KRR E AR LT 5 —2F. HDL
Y Apo DA ApoAl & F . HDL 2 — 28 55 i P4 g
B, A HAFENEZE I3 o X248 HDL LA 0 7RI AR |
W BURLRIN L F e AT SN KR A R A R A
1A

N
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2.5 IBEM (a)

Lp(a) 1 LDL #¢ 50K F1 Apo(a) 41 5, W0 34 LA
TN S A Lp) HA B ENZEE, HT
Apo(a) BREE K BN —. Lp(a) 5 LDL AN[A], ANHE
VLDL bk, AR ILMIg&E T, &—
A7 1 e R B IR B 1

B, 48 RkZE0F98 L HF Lp(a) /& ASCVD Fl55
P == B BRI AS B ST FE B R 26 10,

2.6 & &M= ERAAEE A

TRL 2 % CM 5 VLDL, TG % & F & . ApoB
J& TRL i FZ S E T . & A ApoB100 1) VLDL
MR A A5, AT g AC i A VDL 5% k2. IDL Al
LDL. & ApoB48 1Y CM Hi/Na &, BERBKR,
AR R CM 5%k

TRL J H5% ki 5 ASCVD KU AH 5, 704 T4t
TR TR E, TRL AT52RE LDL-C LIS
JE B A OO0 I A TR A KU O R 26 2 —, R 4
REIR AT LB PR R 4 11,

3 mAsHMIE
ESRT
(1) s & oo fig 4 0] 49 % HLA B & 3% TC, |
' TG. LDL-C #= HDL-C;ApoAl. ApoB. Lp(a) |
 FOHMMAM SR EREHARIERNAD,
. (2) FHDL-C Tl H5EE, LHAEE
KRBT e 3

It PR b it B A I A/ & B 5 H Sk TCL TG,
LDL-C Al HDL-C. F|H TC 2 HDL-C, HiA[3k
#39E HDL-C, B RIMES . i 2 R AL EE B
W IFE T ApoAl., ApoB. Lp(a) &l *'7%, 1t 4,
oA S AF B B A R AT sdLDL-C | g 8 (1 0kE
SO 20 4 SR I, HE I PR (L H 45 52 3156
(E [38—40]0
3.1 S H[E

TC & 48 MW 45 B8 2 F1 T 5 JIE [ 5 22 G
S TC K- R A

(1) 5 MR TC K F s M m, 2
2 70 B G A E AT RE, hEEL T
T, A TC K4 RIAERE B

(2) REW KRR, SR ApE iR
BT AL TC T+

(3) B AR SR AP C ol 32 g
R AEZAE, & TC B TR E BRI,

25 MW A2 IR AR A YR F TC /i, 45
TCHA i 22 51 B
3.2 Hih =T

TG bRzt fE R msh, JaREAZXWAHE
SO, RS AR L R R A T ST AR
B G Ko TG KA N 5AARRAS S350k,
[ — A TG 7K-32 PR RIS [R] Bisf 1) 45 PR 22 )52
Wi, ) — MR TE Z O E Y, TG E T REA K
25 T8 A BE G TG K5 B B B A 20
TICMIEA LS, &5 TG K EAR I #m (2403
mmol/L ) ; #FAEZS I TG = 4.52 mmol/L, W|F7%
£E23 WG ARAS A T LIRS LASEA, TG e -,

3.3 RS FE G & 11 JIH [T e

LDL ik v JIR [ B 5 bE 29 8 50%, LDL-C ¥k
JEE SEACRE S I Y LDL k7 K-, B2 TC (R &
[F] A\l 52 0 LDL-C 7K ¥ F] FH Friedewald 22 5
( LDL-C=TC—HDL-C—TG/2.2 ) A] H#314 LDL-C,
B[ B b 1Y LDL-C I E ik, HRiEd
ZEZEMH Y HX TG = 4.52 mmol/l, 5 K4t &
W Ne B FIMAE A AR AR, B {5 P R 0 g o e )t 3
LDL-C /K "2, A1k 2 B H H [ i & LDL-C
B R E ik TR
3.4 = NE R I JH [

HDL-C &K 27 B N R g, ™58
FeRNRF, PR M TC B B FE{%, HDL-C 1k
o N HDL-C 2wk, WeME Al {f HDL-C T
R BHIRIR . JF 2 AR b 25 2 g R 25 AT A A 1%
HDL-C. & TG ILAE B E A K HDL-C. 1fiiz
Al HDL-C BB THE

HDL HJH B b Aa s, 0 H AT 2 A
DT 55 R ) o, TR0 T f@ i HDL /K. 3l
FEOLT MLYE HDL-C 7K -5 ASCVD & AU & 11
PI‘H% [37—38,43]0
3.5 AR RN A I ]

Ik HDL-C J& 48 My *H B% HDL LA HAt g 25
v RH & EE Y S, 424% VLDL, IDL., LDL il Lp(a)
o R E B, JE HDL-C AR 3 T %4 ApoB fIg &
Ry v IE A i, TR AR - JE HDL-C=
TC—HDL-C, [Epr_E&#B5 A4S rE i BCKAE HDL-C
YR ASCVD — 2 Fip Al R I 57 e 1 8 H s 12411,
3.6 FIRET Al

15 ABE ApoAl KF-Z4F 1.20~1.60 /LB P,
LG T AL ApoAl J& HDL FUk: Y 8 (i
WAy (Zd 65%~75% ), T HAMAREE 1 ApoAl
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/B LA YE ApoAl A] DL S B HDL ki K-, 5
HDL-C S0 B E ARG, FIm R s AR, 7%
DR LU A, 25 TG IMUAE & HDL-C fEFE AL,
{H ApoAl A—E MK, [RIEE ApoAl 5 HDL-C 45
BTl RS W
3.7 FREN B

1EH ABEFIITE ApoB 7E 0.80~1.10 ¢/L yu B
1IE % RN, & — 4 LDL, IDL. VLDL il Lp(a)
Wi kr 34 5 A 1 F ApoB. ApoB A ApoB48 Fll
ApoB100 PFEZS, BiE FEAET CM P, FHE
FEALAET LDL o BREFIRULIASN , 116 R H AL 5
) ApoB i 48 1 J& ApoB100.

1L ¥ ApoB 7= L 2 B LDL $ik7 K -, 55 1L 3
LDL~C 7K HH 8 TE ARG , B A I R SRR,
LS UR A TG e, fF TRL A ARk,
sdLDL Uk 8 Z2 , M ApoB 5 2 iy ifiy IH [ B 25
FEXTEE /L, HlAT SR LDL-C A AR AN, (HLI I
ApoB /KR E I PTIE “ ApoB IMAE ", ik, ApoB
5 LDL-C [R]BI £ F)Flf IR ASCVD KU -0
3.8 IKEH (a)

MY Lp(a) WREE BB 5 8EHG K, IEH AR
Lp(a) 7KV B AW A 20 A0, HA M3 RO 22 5.
i F LA 300 mg/L A YIS, & F K3 ASCVD AL
Ba i BN Lp(a) Fh e o o B It e i 2 e
AN ARG | TR 3 kRS Ak R S A o B ko Rk
RIS fERE R 2. Ak, Lp(a) Ba @ik n] T £
FhRAE RN . BIREEAAE . BRI B . I URAR
FA KR A B

[ Apo(a) AT B R ZEME, AIA Apo(a) FAA
ST, SEAFE Lpa) #6007 245 5] il 45
FHATE A — 2, K45 R A nmol/L 5 me/L Wil
B = B ANA] DL e ml e e B
3.9 /NI R i R F R - 1 R 1 SR S I
Hor

sdLDL #% 1A & & LDL i #F 8h bk o # i 1k &
AL ORENEZEIA, EW AR M sdLDL-C
ZTE 0.2~1.4 mmol/L i B, sdLDL-C il & 4 B T
ASCVD JRUSS AL B AR S s ™ B RE B () iy %41,

AN, RFHT R AR B A 2h % R R RO
AR B A F AR, ARG I 45 i g 2K I 2 43 A
A B B S OB MR, AT BB PEAN ASCVD Y g IR
TR A XU g B 8 B %427

25 IR H 00 50 H5E A 2 38 BN 2 [ ZEAR Ny
mmol/L. (8¢ o/L.), [FEPFr FEREZRH mgdl, HAHL

AR RECT

TC. HDL-C. LDL~C:1.0 mmol/L.=38.6 mg/dl;

TG : 1.0 mmol/L=88.5 mg/dl;

ApoAl. ApoB: 0.01 g/L=1 mg/dl,

I B 25 S i R 1 52 Z R R R s, il
e R MRS VSR AT e RAS I T C B o
4 BHEKHFEERE L 1O M B R fs B XU 74

EEER

. (1) ASCVD B4k R iF 16 2 o 8 T Fk K |
RIET-S 3
O (2) EBERAATREABKMAI L
| 8 B RA ASCVD ¥R K% R e Ak R A
B AR §
(3)%F< 55 % H ASCVD 10 FR[a A + 5%
B AT A A R |
(4) ASCVD 10 4 R P & B4 RE R |
B TRAMAE, BERELSRGEER LA
St e f

R WL ZZ 1 B Y A I K 3K 5 HIE 58 LDL-C 2
ASCVD [ 80 P fa B & W70 sk, Mk kR
ASCVD JRUR (4 R AR T LDL-C K P ik, i
BT [l FE AR A S HAt ASCVD fa Rl 2
FIECH AR P10 BIAESF LDL-C /KSR g4~
A, HAAE AR 25 380 ASCVD A KU 778 B
WS, ZAERRESER KR ILAE A 81N
ASCVD [ SRR . IEAh, XTTFE4 kA4 ASCVD 1y
A, 0 mAE FE R R RS IR AR 22 5. B
filificis (A ) ARSI A IR0 IR 55 1
W E, 5T RE A 5 s R4 AR B, RCT B
ZEUE S RS 42 5 1Y ASCVD #8235 i AL % LDL-C A
Jrhaieas B P R, X R4 ASCVD
(14 £t Ry 2B R T KU A, AT AR W7 58 38 T
T, PRI R X, g BE R, Joie Xt
T ASCVD &A= i — Tk, i)&W ASCVD
TS 7, AN ASCVD SR RS AUA
BT A 55 R BEIRIRY T ISR, e B
i DA 5. A= A1 o £ 3 XU K Pl AR I 22 B R Y T
e, NI KRR B AR AR ASCVD A XURs: ,  []
H bk Gt VRS 7 I T AR fE

ERT, E PSR A IR S5 B 16 M 16 me 1Y)
Wi R AL 35 ASCVD %9 i 1A XU B3 A 7 ik
TGRS A3 2 b 15 2120 ol il A I S5 B

N
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IRFE R (2016 AFEIT R ) )Hs® I : 4KHE ASCVD &k
DRSS SR BUAS [ 5 P85 T 5 it 2 LG S 5 977 3 B A%
Mg, ASCVD B UG EAS 2 IG5 5 VAT IR (1)
Sohth, HEFR ST = I A 58 T i
“ASCVD oA &9 KU PP i F 1 7 547 XU TFAit A
Y2 E ARWBITLE P E B MR S8 BT 1A 45
(2016 4EMETTHR )Y6F ASCVD JXUR A 4 47 HE L % it
fith b, S5 G mpr o gE AE N AME RS 5 3R, XF

2016 KiidE e RS PEAG AR T T 88 (1) Fi2 5
FBAT ASCVD 43k i Al — 2 Wi Wi A 5 2)
FEE A ASCVD [ 2 7 Bif A itk — 2 %) 43
(W ) R RG22 P02 (3 e M TG ASCVD
) — R T AFErR 384 B ES ( chronic kidney
disease, CKD ) 3~4 WI1E K H 5 K & fa 69 —Fh g
hz— P,
ASCVD SRR A AR A 1 PR .

ASCVD

2y
7S 5713)
BERAR. REi3= 2 K™EASCVD =
AL 1R™=EASCD =4, BEH
=2 M ErkER

Vs

— 4RI

v

FETIEREMHS, TEEIASRAR, TFHT 10 F ASCVD
RIRE BT
(1) LDL-C = 4.9 mmol/L 8 TC = 7.2 mmol/L;

(2) #EIRFABE( Fe=40% )
(3) CKD 3~4 #

=% ASCVD Hf.
(1) ITEAACS fm2( < 1 4F ) ;
(2) BRI D HARSERS 2 Br E3R ACS BASH );

l THE%E, ¥ 10 £ ASCVD £m Bk

(3) BRPEARZE R SE N X JEREEEZ K42 ZE (mmol/L)

@) FEROEBRNERE, REERY E fél%)i 3.1 < TC<4.1 4.1 < TC<5.2 52 < TC<7.2
ES -t 1.8 < LDL-C<2.6|5{2.6 < LDL-C<3.4|5{3.4 < LDL-C<4.9

|0~ 1K/ (<6%) &2 (<5%) 1K fZ (<5%)
BRREE. fﬂﬁl; 7| R <s%) 12 (<5%)

(1) LDL-C < 1.8 mmol/L, BR & £ F=E 3 {iK/& (<5%)
ASCVD %4, 0 K 1E (<5%) K1E (<5%) K/E (<5%)

(2) BEE LRI B<55%, k< 656% ); g5 | 1 1&f& (<5%) _

(3) 5 e i 5 BB [BI BB I i = 2 4 LDL-C E | 2 C BR(>10%
= 4.9 mmol/L; 3

4) Bk1¥%H CABG 3 PCI 5£;
b) #EIRS ;
) =
)
)

)

t

K
KD 3~4 #f;
bii

7

(@)

(
(
(
(
(

@
&

l 10 £ ASCVD &A@l Ath B EEw <65 5&, WhRERR

EFUTER2MRUEGBKRERSE, € XA ASCVD S5EAE:
(1) W4 = 160 mmHg =&¥5KE = 100 mmHg;

(2) 3 HDL-C = 5.2 mmol/L (200 mg/dl);

REeAR: THEESBIVENHM ASCVD
BE

(3) HDL-C<1.0 mmol/L (40 mg/dl);
(4) BMI = 28 kg/m’;

(6) JIH

SE:ASCVD: ZhAKSEAREEE (LM I & 5% ; ACS . &M B BkE

PCl: &R ARFNEKA

= A
ZNE=]

fE;LDL-C: R s E BB EE, CABG: BIRFNFKZRBEAR
3677;TC. SRABEEE;CKD: 18 HDL-C. SZEEECEEE, BMI: AEIEH. 1 mmHg=0.133 kPa.

B EZHREYNTMEKE, - BREZXEFRME. K HDL-C. F#=45/55% ( B/ & ). < 40 SHRRBESBRHRE

ST A BB IRIBER 5>

HREM A ASCVD Bk & F R REE

G, HBBEREAA ASCVD R4 — 255 il
— WAL, ECIZWT ASCVD I AR,

KATE = 2 ™ E ASCVD FHFek &k A3 1 k™ &
ASCVD F1F, HAEH = 2 EGR N E &S bl

N
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fa NHE, HAh ASCVD &S AW & fa A, FEMTC
ASCVD B ABEH, FFEWF 3 z—4%, B
SRR ENE, AT T ASCVD 10 47 &9 U
A (1) LDL-C = 4.9 mmol/L 5{ TC = 7.2 mmol/L;

(2) 4= 40 2 iR (3) CKD 3~4 1], A~
FATDLE 3 FMEBLIAMA (BFE < 40 27 B PR R
H ), EHERETHERIBIRITE, RiEfr ARk 10
HE[E) ASCVD B & 55 KU A 1A 44208 LDL-C, £
Ja e I K HoA ASCVD £ 6 R R AN H03 1k 21 Fied
10 RS < 5% . 5%~9% Fl= 10% 43
e SCRARSE ., fERE fE. XFF ASCVD 10 4%
g KU A R B9 AT, WSRAEIS < 55 %, I ik
17 ASCVD 7% A= U P4l . HA LU T AR 2 48k

ASCVD R 38 F %

DL E el R R ASCVD 42 KRS by i (1) Wi
JE= 160 mmHg ( 1 mmHg=0.133 kPa ) B&FiKE= 100
mmHg;( 2)dE HDL-C = 5.2 mmol/L;( 3 ) HDL-C < 1.0
mmol/L;( 4 WA HEE = 28 kg/m’;( 5 ) WA,

TS UL, TEIm RS, i 3 i sk
PRIGOL AT RERS I A, R il e Xt T KU PEAL 45 5 Ry
LI AHE, 28 ST 22 WiR 7 A B e LA
JE X R OL T AT % A5 A ASCVD KU i R 2 (3
2), BEAIA AR 5 PR 3R s i ) # 5 f
AhFR . AR, B RO A S S R E A
T FE I 25 B 507 P 0 i 1T A5 IR, A T L %91,
X KU HEA T 3043 0Ie, 1675 R H B IR A HTHE T i
— R SR A BT I it

iH

AE

RB/ERF FERENFR 1L = 100 AU

BETRIEAKAE D REE = 0.9 mm SFESE BRI ©%

1B/ EimEE < 0.9%%

ZAOLERE. LBES, + Rs (Re) BE> 38mV, SBELHERE LCEREIEE > 109/105 o/m? ( B/ &t ),

HEEREE = 11 mm'*
3E HDL-C = 4.9 mmol/L***
ApoB = 1.3 g/L*®"

Lp(a) = 500 mg/L®
TG = 2.3 mmol/L"7
S8 CRNEB= 2.0 mg/L>*

MEEIRE )

HipE =

BERE SRS ERARRE Y. RAOMERBIILE | ZRER < 55/65 % ( Bt/ it ) 1 %

7E:ASCVD: shRKBHEEELIE MBS I HDL-C. FmREAsE OiBER; ApoB: 5% B B:Lpl): fEEH(a) ;TG HH=H

EART i
. (1) LDL-C #9424 KFRi& A F ASCVD & |
R U AR 8 ABE =

(2) EWARERT I EH LDL-C H A
P BE R AR ASCVD BARK R,

1 A AR bR rh, 5 ASCVD A XU &2

PRI G 22 HLAE A I R B 836 7 8 A 1) It I #8 b 2
LDL~C. X} ASCVD XUES A A G, LDL-C (168
AERT = I WA AT, A Sh AR 250367 1
LDL~C 7K1 LDL-C (3697 bRt AT "2
FrE= 18 & A KRS K ASCVD (IR AHE ", B
I, 30 T 3E T ASCVD i fi AR E 2 Mm g
TEARI S RIE, A BT B S5 AR LR /K-
F AN, AE HDL-C F1 Lp(a) 7E I A 52 0
AW, HAEACFS2HMS T 3 F.

siE ASCVD — TR A B E B MASIEARMIBZ 4L

eSS TC (mmol/L) LDL-C (mmol/L) HDL-C (mmol/L) TG (mmol/L) 3k HDL-C (mmol/L) Lp(a) (mg/L)
IRABKIE - <26 - - <34 -
BEKE <52 <34 - <17 < 4.1 < 300
puk=Saa= =52H<62 =34 H< 4.1 - =17H8<23 =41H<49 =
A=) =6.2 =41 - =23 =49 = 300
PEARE - - <1.0 - - -

7E:ASCVD: shkIBHERE{L ML i B s TC. SAEBERS; LOL-C. KB EAEEABER HDL-C:. SR E R OBER; TG Hh=8;Lp):
BEEB(a) - BEEMHTS ASCVD —RIBHRBAR, RPIEER FMBIZM 12 h WENMEKE, -

N
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6 MBEFE 52
BERRT |

| R FESEBEAL, FROARESE
Al A R EAY, BRI RS R |

LG S 38 8 a3 P IR RS R A (81 ) TG 7K
T, BFREARIAE . SEPr b fg 5tz F8 s
it HDL-C IUAEFE N A4S PG 5% o S B 4e,
B A R 4 2SRRI R A 2 WAl e S TR 2 I
%ﬁ% [41, 74—75]O
6.1 MG H A2
6.1.1 Jt kM CastAB e il S5

J R LA S 28 JC B vl 5 R I 5 H Y
AkRINZ, W, 29%5%, S mpg 5. IR
R MR 58 K22 0e T L s 2 R 58
FrE, BARGEREN., GBS, R
SR BER AR, WO IR b SRR Ry s A 1 s A
P i A IALAE

GG = H [ B IAE ( familial hypercholesterolemia,
FH) J& TR 5 Yoo R ast 4% 4 IR ] st £ Qs
W, 2B, BEHEBETEL. HEASIAE

B&MECGREY ) IEE A RISHAZERR

FH BO s A 4045 3 > WAk & 5L 8 : LDLR . ApoB
PCSK9;1 A-Fakist 4 3L X . LDLR #3111 (LDL
receptor adaptor protein 1, LDLRAPI ), = 90% [
FH 50 LDLR SO 58 s, KA ApoB £
Stk ar, fE e E FH BE b el s 7Y bl
FHIFMFEA LR, BOREZ MR, 5
SN 1, WEHARRIRNI NG . DR SR
SR A RERE NS B R 3t -5 . ApoE SR\ kvl fig
5 FH & T,

FH Z: R B A] 43 24 T A FH ( heterozygous
FH, HeFH), 4 & + % FH (homozygous FH,
HoFH ) & & 244 TRV E 24 A T8 FH 4 Fh2sH
P HeFH £ VL. 510 HeFH 595 3 1/250~1/200
HoFH 4 1/ (16 75 ~32 77 ). T FH &M H A5
AbF B ML LDL-C KR ER A, FrlL ASCVD R
I B g U797

FIGVE R TG IMLAE Hy B — BE R 28 48 fir 8, i
HEZ 5 TG AR HE T IERE (lipoprotein lipase,
LPL) 8% ApoC2 5% ApoAS FEH 2228 G5 ™ Mk
T TG IMAE (TG > 10 mmol/L), HERHHRLA K
17100 J7 . FH B E TG MUEM F HA 243 58748
FRPERY (R 4),

BB BIR BN ERE BRER XS B H
HeFH 1/250~1/200 LDLR. ApoB. PCSK9 LDL-C *
HoFH 1/320 000~1/160 000 LDLR. ApoB. PCSK9. LDLRAP1 LDL-C 1T 1
SREER M S Bs M e 1/200~1/100 EHERRT 1+ BIERE LDL-C t, VLDL-C 1, ApoB *
REMESFE B - lEEBME 1/5 000 ApoE IDL #0 VLDL %y (BVLDL) T 1
F MRS E BREBEEE Z AiE 2/1 000 000 LPL. ApoC2. ApoA5. GPIHBP1. LMF1 FLEEfAD VLDL-C 1 1
( R ILBER &2 &1 )
FER%E(E o BEEBMmE ) 1/1 000 000 ABCA1 HDL-C | |
RN LCAT SR fE 1/1 000 000 LCAT HDL-C |

SE.HeFH. 228 FRIZ M S RE BB MIE ; HoFH. A& FRRIEM S B EBMA LCAT. UNBASB BB EEBE, LDLR. RBEEEOZHE,
Apo: HFEE B ;PCSK9: BIE BB EAEE 9;LDLRAPT . REERE B RAAEE S 1;LPL. BEEOBEES, GPIHBPT . HIWBERINEEH#H TS
REPEEOESEALMFI. BEIEEMAREF 1,ABCAT . —HBRE S S EHER A1, LDL-C. [R%EEE BERER,VLDL-C. RIXZEEESD
REERE;IDL. hEZEEES,VLDL. HXZEFES, BVLDL: p HRXZEREES HDL-C. SR EEECERE

6.1.2 4k AR CIRAGE Il g 5%

Yk & I N 38 E 48 B S B0l i B B
B2 AR el A T TE B R S rE R . IREPIR S
AR ORI DL R R 25 | 1 IR S
o4k & 1 i N S 5 D R I R SR T AR T AR AR
) J5 A o

PUE 3N e seiok g gl IRy g sl T o
IR KT e, RS L T 530 TG MLE . 24
Yrnlgak g i 5, WO B . MR

AR R PUIERAY . g N A KT
PRI, A R 7R 45

5 LG S0 g SR IR . BERE . B
JREEAAE . FURBRIDAEWGEAE . B OhRE TR . FIE
T . RAEVEL BRI . bR BBUE . B8R . IR
WTZEARAE . A PEnReg . 2R INHLEA S,
6.2 IS H IR

INSZF RS &, LRSS T A T 8 5 I PR
FECES),

N
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MRS % B 5 %

PNl TC TG HDL-C 8% F WHO FRE #
= TC M e - - Il a

= TG IME - e - V. 1

SRAE SR MAE ) e - by My VeV
1% HDL-C MfE - - E2l -

JE.TC. BBEEE;TG. Hih=#;HDL-C:

BRRT g
| (1) oo fig 4 2 & I o fig %, 3R A6
| ASCVD Rlefe 1 & F I 06 49 Ao
| (2) Sofs 5% R I3 S5 I i e fr
B R A R X |
| (3) o figHeiml 4997 & 2 4R 46 3. ASCVD |
R A 75 H i S 7 B 9

LGS ARG 1 T2 AR e WL 7 ik 95 A B
PRAG: . LIRS H ot i S O M It g KPS A
fiti ASCVD XU FH-A7 24 St ASCVD Bl iR it Y o 2L
SEft o EARFR B 4 Ry BRI LA B B A i i A
R ) 254, AELBC LA S AR ARG H 38 AR g s 1y
BAR. B LGS BORS: Hh AR A8 B T 2
(1) BRI I R A D E PR AL (2)
B s BB ST IR 55 b g2 o SR AR A 1t AR 4G DU AL
235(3) SRS AR 55K I IEAS IR S WA 2
U 5(4) R LEMT AR MRS ANY: . B
Al T A SR 1 L E

I A AT ARSI FE AR A AN TR :(1) < 40
& AR N 2~5 AR HEAT 1 R AR A (A4 TC.
LDL-C. HDL-C R TG), = 40 % J4E N AH4F & /b
BEHEAT 10 ™5(2) ASCVD @& fa ABE (20 ASCVD
A XU PEAL TR ) AR AL B IR 1 K A T
MRS (3 ) 72 PR ARERESZ A MARKS I, 0 2
DALFE 1K Lp(a) ARSI U104 ) i i I 1z 41 A
AN )RR TR A R I H (5 ) FH SETEE
() — G FN oK & BN AT AR I A, B FH Y
HLR

MR A A E GG (1) 4 ASCVD s & .
(2)FAEZ I ASCVD fEFG AR (A i . B |
NEJHE . W B9 A (3)A & CVD G (15
BYE—FHZEIRTE 55 % Hisiat— R E R RRTE
65 I ASCVD), s Ktk iR MAE R E . (4)
R R AR B €095 e R PR

SEEREECEERE, - L

8 MAsHE AT REN
EoiRR ;

| (1) LDL-C &£ F5 i ASCVD # % & F e |
| &, 3 HDL-C hREF e s,
| (2) #R4BAh 89 ASCVD R 4 % 48 K2 6 |
| LDL-C A3 HDL-C B 4#fi.,
| (3) 4 B 6 & 7% 7 X% B4K LDL-C & 3 |
HDL-C # 4 ah, |
| (4) B LDL-C i 47 oA % 1
AN BT |
(5) T £ 5474 77 & LDL-C RAAFH B |
| B R TEAR E BE RO B A (3, PCSKO 4 7, |
| (6) iT£HMEHFBTGH I HMBE |
 ASCVD B & T B A & s E =+ 8 B M s
(eicosapentaenoic acid, EPA ) R & 4LE o —3 fghy Bk
B £ B4 ABIR ASCYD R
8.1 Mg TR s A 3

R b, T 2R mARSELRE . WA TR il
SR R T B I s kAl B A PR B T
TR R BT S S (K 6 ),

FRITESEY

mAs TR AR B

HEFEW HWFER EREER

LDL-C 1£4 ASCVD Rfa T ik & B & 190 | A

E HDL-C fEA#EIRB. RFEEME. = TG, RIK | B
LDL-C 535 ASCVD K& FiithEp & -

ApoB 1E A MERB. RS S M. 5 TG, MK Il a C
LDL-C %3 ASCVD K& T e R B s %

= TG 14 LDL-C A #Rr/5 ASCVD & f& B & 1L Il a B
*ﬁ_\ (11, 87-88]

& Lpla) 14 ASCVD B BB M ETRIgsR @ % Ila ¢

T HDL-C fE A TS 1 A

E:LDL-C: {RZE RS R BABEES  ASCVD : ShBIGEREEEL I 0 I E 5
HDL-C: &% EME SBERE; ApoB: HAsEH B;TG: HIB=85;Lpl): fEE
B(a)

8.1.1 LDL-C: P§EFIGHE A
TEAL ASCVD KU 19 8 A1 0l i 48 Fr 42 46 TC.
LDL-C. HDL-C F1 TG, 7E 48K Z 5 Ng T 5

N
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H, ¥R LDL-C VR WEERERE R 5 ASCVD K
BT R R RN, 25200 B R LDL-C A B4R
1 mmol/L, ASCVD AR 20%~23%""* ) [t
2 R 22 50 R g b DX IR A B F 3 HERE LDL-C
YERHBENRIGY T T 2 H AR
8.1.2 3 HDL-C: YREEFENRHE

FIT A ApoB 4 i 2 11 UKL AR 2 AT Vs AE B3 ik
PRERE LR AR . 78 TRL He B A5 ol ™, s
TG IiAE IR ACZRGAE JEHE AR LDL-C %,
LDL-C £ & % H b A7 46 — 5 1 Jm BR %, 1 3k
HDL-C 3 4585 s ks il Ak g 8 11 ok b iy iR
R, AUFICIESE, NS E B2 T R A YRTT,
4k HDL-C %2 LDL~C & B 4 Hu 70 ASCVD JKUBS: ™7,
BRI TT 25 Wi 5 b O YRR AR H A5 2 LDL-C,
7T 225 Wy Al R FERRAR TG AT HDL-C, 7ERIT
YT ILEZE TR R BE, ASCVD (AR 5
4k HDL-C RAR I B2 f AR OGP #4 5 LDL-C R Ay AH
KT, AN, JE HDL-C e, H2sRfas,
Z TG WA AR G/, 4 HDL-C @A 1E N
TG Ral i EE T . B . AGIHEEGAE . EHERIAL
ik LDL-C Z&RRIR ANBERENE AR
8.1.3 HAfth i K A FRFG bR

(1) ApoB: ANk K/, T Bsh bk el
FE B8 F BRI & — 1 F ApoB. KU, g Fm
. ApoB A5 B B A S B S0 ko RE R AL R B
FBUR B, WA BFEEER, ApoB % LDL-C 5%
3k HDL-C ] 85 4 Fi ) ASCVD KU 7%, (B H #if
ApoB I & 4 AAE S, K B AS A A, FLAE G
Il R TR 5E RS B =, AR AR . AR
LEAME. & TG, Hfi LDL-C #3# ASCVD XU T
T R 5

(2) TG: j& ASCVD Mfal 2, faks o)zt
WAE A ASCVD KUK 358 i FE B R 2 . LDL-C ikbR)5
TG AR, RiE—L AL ASCVD XU, KA
B TG J697 . BLAh, M TG M E, FRIK TG
AL R 5 2 AR RS

(3) Lp(a): KAEEFATHR =M AL AT IR,
Lp(a) 5 ASCVD % = g B85 1k 2 DI Ao ™), H
Bl Lp(a) FEE K ASCVD KU ISR 2, FEIK Lp(a)
4o LA 485 )Ry KB I PRAF S8 EAEREA T

(4) HDL-C: fit HDL-C /& ASCVD F 4t +7. &
BRI 2, HE o 25903697 TR HDL-C R BEFE A%
ASCVD JXUS:, PRt H HTIA A HDL-C AN 2 I g 1 i
#

8.2 IR+ TS HARME

T RMALIG ROF T ALE R, N T A R AR
ASCVD U, #&H T A R KU 58 91~ 1& LDL-C Fl
I HDL-C B HFRME( £ 7).

B RS H S 0 BARME

KSR LDL-C ## Bir&E KT HEER
&eE < 3.4 mmol/L®” Il a B
h.EBRE < 2.6 mmol/L® I A
oA < 1.8 mmol/L, BIRELMEEIBE I A

> 50%[10, 93-97]
aBse < 1.4 mmol/L, BEELERIEE A

> 50%[10, 93-971

5% LDL-C. X% E SR EEER; HDL-C. &% E S BfEERE; ASCVD.
BB O MEER, - SIHERRN ASCVD SR EE M BTSN
IR ABEPERBEZT, 3F HDL-C B#R/KE =LDL-C + 0.8 mmol/L

W ASCVD Bii g B AR (A ik 4, 22
VR T KA RCT FILEZE T B EE R, %
T ok B F A8 R B ATLAR AT T RS E 5 ) B
RE XS A RGEIRER LDL-C 1 54K HAR{A,
{HIXSERFIE I ZE AL AT 4 R — 2B /R LDL-C PR Bk
K. FREENHEEK, ASCVD KUK R .

ZIBTT R — R IR R, e
e 2R fE R, SLBRMLL, haEmEMmyT
K25 LDL-C [ % 2.6 mmol/L LA F Al i 2 P& A%
ASCVD KU sk 4= RAET= PO M s e i i — 4
T I R IE 45 R %1, LDL-C f&Z 1.8 mmol/L LA
T, BEME— B E AR ASCVD KUK . 22 Wi by
WA LS 2650 HT R, X KGRty T 225 0iR 57
J&i LDL-C ik % 1.8 mmol/L LA F 8 3%, LDL-C F
[ >50% A JE— 2 B AR ASCVD XU, #4278 LDL-C
TF% >50% AR RS AR AR i BAR P i T 2824
I HAIT 22 A1 B PCSKO FA ST IR ( PCSK9 g )
HIWFSE @5, LDL-C B % 1.4 mmol/L DA F Al JE—3
FEAIE ASCVD AR,  HIEZR XU Ay, 45X ASCVD
KBS R [ bk 22 11 RCT W 5 0 fr gos, B
fff LDL-C I F 1 mmol/L,, ASCVD ZE {f [ 5
LDL~C K-S 2R fr A 56 1O

5 LDL-C J697 HARET, N 25 [ R g 0 A
3. —IRIBITIE LDL-C 4% FREE, —RI5
7RG I SRR . AR B AR AS [R] ( FE 2k ASCVD
KU il 7 AS [F) 89 LDL-C H bR, B RE 2R XURS: 8 7
LDL-C H 4w 1 A%

8.3 FENgikbri sRmk

RN IR YT 1 SR W A5 A 36 X T M2 iRy 7

(% 8),

N
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PR kAR R M

HHERW HWEEH HEER
EEFRTIRMEREETT BB I B
ch 4538 th T K A MR A B ASIARREER 143577 %51 I A
PR MITRAYIEST LDL-C FEERIRE, BKE I A
RE BRI F55 77 0 1Y
P58 T K2 BX S BB B B2 IR UK A I3 LDL-C A
AR gEIkARE, BES PCSK #1457 "o
B4 IDL-CKTRaE Bt TRAYEKESER | a A

BRORUGHD 73 DUAFR B S e B E T B aifth
STEAMECS PCSKO #I%5577 '*%”
THEMS 2T K24 60 BB R 25 FE {5 A AB E &2 R U Ila C
I3 PCSK9 #s) "oo
JELDL-C. (R ZEREE BB E B, PCSKY: I E B LS EAH
%9, " REMITEZYE LDL-C = 2.6 mmol/L, KRB TEHYE
LDL-C = 4.9 mmol/L

51 =pey gl S= v | ¥ e3r A SR p e W Dk Ut
FEEL . TE PRGN B ARG 2l Pl A OO AR
YA, HrhE IR MR R (R9). X
T ASCVD i ARG B4, BN — B PUE
PR 1L RN 107 R B S SRR WA, SETNACR |
ik, BRER. WAL AaRIEA (K 10),

4 F A MAEHO SN0

ESrpawsin:Al izl FBE LR
F#{% TC #0 LDL-C
BHRE [ A
By IESY SER! Il a B
MR TG
TRARIE I A
0SSN [ A
BHRE [ A
FH& HDL-C
YIS ST [ A
BHRE [
R H II'a B

A TC. BB IDL-C. MEEKREOEBE TG Hilh=18;
HDL-C: &% Eie R aEERE

MRERERIATT IR
AW LT FRER
NERFHEEIRANRE, 8820 ~ 25 g, XARMWA 1l a A
BB (AE Yl VERIBFOASHR ( shd. AHh

’—i“j: ) [112-114]
BEBARIIEN Sams ) 1 i A
ASCVD el E AB S &HSEEEMNEEENZ la B

EEERRYIBERREA T
JE:ASCVD: BMEKBEEE(L I U I BT

S Ah AR R HE AR AR B AL
DASH ( dietary approaches to stop hypertension ) i £
(L FH e (e ), (HrpEE RS

A HpRePE . Sl v [ B B T v Lo R e
EER, SEaEE R, KEEYUNE 17X -
RIS, S50 W rh L I (R RE £r 8  FRR m
JE MR 3R A T v ECHE IR R A A i i
PRUE T 2% BRI SR TR i A [ e A ik
e3[R N (S S - = i [ [ RS T
MEFIFZRBER, HTZEZMIRRE R P,
KR REHUIS — M4, (H DAL IE B & B2 ASCVD
BB PE SR R 2R A BT e, AT R RS A 1l v
I [ st AP T R H AT 3G ASCVD XU . (Rt 78
A VD U e £ A U KRl L, X ASCVD
o 1 N TR o L [ 2 LT A8 5y A ] o T s D Jie £
JIE I R, R I [ e B A 2 B AE 300 mg
[/J_F []Iﬁ—lZO]O

WA T HORREIS B FEAR B ARES, N % &
IHRERR 251 . M7 T S 250 R IR [ B0 7 10 kil
BRI A%, LDL-C RRARACR Ryghn 6%, i H.
AISTEMRIVER, W ohResi . WL Bowh &
P4 . T E S E IR ER SRS ALREAR AT 5E ( China
Intensive Lipid Lowering with Statins in Acute Coronary
Syndrome, CHILLAS )$E&/RM7TZEZ5W3E 0 1~2 455
IR A S N AR IE AT
RANABTT 25 (s 52 ML RR S AR 225, AN
P v s BE R LAV T 2R 25, HEAF AR i T
I E AR AT TS 25 9

X FABTT 2R 25 WA 52 3 A fif R AR KR 245 1l

BREVE IR FENRIRTT , s e EA B i & 4k

78 TR G0 T B 5 S I R AR 2
TS 2yl AR AN RE(E LDL-C 3AbRAT, AIHE
AR T TS RERR 254, R R A i i 3R]
gy, PCSK9 #fil5] "* ™, Felr W AFERFSE R, TE
ASCVD &, Sl sm By TGP A,
SEOR AT T 2R 2 WK S AT A A AT B R Y LDL-C A
FRARFE AT 324, L ASCVD S AT MR s ',
P v SRS AT T S8 25 Wi S AT T 28 25l AR
R EEATT IS5, SR A, X TR
fEfF, ML LDL-C &m CRIERIflT T 25 25 i
#, LDL-C = 4.9 mmol/L; si/lx AT W B3,
LDL-C = 2.6 mmol/L ), FHihiTE2 4k & A&
WA BB LDL-C iAbRI, nI2%5 EEHHR A
MITRZ5 WG PCSKO IR, ARIIEE S LDL-C
HeAbR . AR BoR, $&568H PCSK9 it
B B R A ASCVD XURS:, LA s ] fif A
(= 74 )HA RIFMLe et "™,

N
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8.4 HAMMARTEARAY T

R JATIE IR TG T 5 ASCVD K
B ¥ A5G, HAh, SRR BEHLALAT ST S8 TG
5y 5ebo 0o i R R OCHK o 3 10 Ay PR3t % s BA S
FERI, YL TG /K f#iY LPL 52 5 LDL AUy
LDLR #BH AL A2 57, 3 FIRE IR E ApoB ZZ AL,
X ASCVD U 7= A= TR g i 12, ik — 25 SRR
TRL J HFKL S ASCVD AR ICHK I i ApoB lg 4
FIRTRE 22 /DD E 1Y

TG Fm 54 RAWE L kBB VMG, &
SIFNARE AR B AT 9 B ke S JB ) R ACHT, AT A 3K
AR TG KR TG THe AR W H AR, TG
T e (AR T T A% BRI AS S . IR
B B i i IV 2 g B8 A A, R ) R 0sl/oHS il e 7K
EEWIEEA, SN2 38 IR R & e
FEIPPHURAEN

FEAR TG W25 W) F 2 MR 25 . DIRER
HY i o -3 ZAMEHANEDITR( o -3 JBIITR ).
X =Rl T E R TG MAE B, R
BRR KA (3 11), (R =25259%F ASCVD il il
PRI A5 RIFA 2, MRS It R 5E 25 2R
Y BATE , CANEREE A BB ASCVD HIRE TG 254
DURRR 25 T PO 98 1Y — R mi e 25 5, (HA
TR G 8L ZE 2L 43 )2 A0 BT 5 SR, X T EZ TG
> 2.3 mmol/L Y NHE, DURFAEZ5H3R 7 41 ASCVD
R B g2 T L (P=0.057 ) 710 &
TERE I 2 4R Ak P S T 0 G 2R o (peroxidase
proliferator activated receptor o« , PPAR a ) B 5l 5
Pemafibrate {2 7~ th 58 2 FE AL TG /B, HAH 1Y
I R ST 5E ( Pemafibrate to Reduce Cardiovascular
Outcomes by Reducing Triglycerides in Patients with
Diabetes, PROMINENT ) 44 A th 7T 2% 25 138 97 )
LDL-C ikFR HIEZE TG FH TR (200~499 mg/dl )
I HDL-C < 40 mg/dl (4% bR 8%, BEHLHE 2 %
BTN Pemafibrate J697, 5 R W R M2 Ik R AT
225, N DURESE G WIS TG 2 BREAIT ASCVD X
B Pk 1

o =3 IEMIRTE 25 EPA F1 (8 ) —+ N
Hli& ( docosahexaenoic acid, DHA ) Az, —+
B TR 16 (icosapent ethyl, TPE )& ZFiEAKAY EPA .,
FALE o -3 Ig T RRREAR TG R RZ S 7T 245 AT
TERR 255 o IPE FEAGC i 48 ST 12055 ( Reduction
of Cardiovascular Events with Icosapent Ethyl-Intervention

Trial, REDUCE-IT ) F1 H A —+fr H R AR ot T Tt

5% ( Japan Eicosapentaenoic Acid Lipid Intervention Study,
JELIS) S RTEMT 2825 W) 5Lt 1K 5 4l IPE 5
EPA 1] i RN ASCVD KU "2, by T2 2Ptk
HREAE -3 JEiR (EPA + DHA) MW A 7E
ZREGM TR AR ASCVD % M,

& TG EE
AW HEFRR TRER
TG > 5.6 mmol/L B, sIRA LY. 84E »-3 I C
BERRA SRBR K 75T, RV BRRR 4 K 1
ASCVD BERBRABESPENEMTEAYEST | a B

BTG > 2.3 mmol/L, R E4F K& IPE( 2 g,
2% /d) " BUREE ASCVD RBE
ASCVD BEREBAFHESPEHIBM TEAYSTBED 1l b c
TG > 23 mmoll, TAFS4E w-3 B,
SR . AL U — S BE(K ASCVD K& &
7E:TG: HIh =% ASCVD: ®hEKkBHEAELIE LM B &R IPE: ZTHE
1R OB

8.5 IAJT IR Wi

WS AT R I (1) R T K I
Mg HARME;(2) T ARL5 IR TE AR BRIV . X SR
REES ARG T &, THIRI 3~6 1] A
A I KPR 4 R B E AR, 0 4k
SR YATY, BARE 6 M 2 1L 1K,
KRR E v BAEE A 1 IR B IRIRHIBEAR 259
H . RITEFH 25 A~6 JH 952 A IR . T R LG
fif} ( creatine kinase, CK ), UNIMLAESEAERS HAR
f, ALY ARRRN, E5uhE3~6 K
1R WRAYT 1~3 AT, RGOS 15 3 F AR
i e B I 4 e s 245 90 30 ik o 2K 00K 5 07 RS [
P FRILA B 8 B 24 244 30 8 8 B 245 9 o 6
FIHER, HRRLFEIRTT 4~6 NG A . I HEA IS
75 2k A5 R 25 W3R T AT R, Ak
BRI R A3
9 FEREZSYIATT

ZHIET |

, (1) HeiT£ B R DIEFFEAEH B LT |
v
| (2) SERE AT E LY R b DABEE S |
Elrptis |
| (3) MR b MRk b A o g4 36 97 Rt |
EST TS |
(4 MR RIS S R R |
RS E, AR IR, |
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Il R b AT HEE I RERR 25 0 A 1VF 2 R0 s, BEAR
2438 55 IR AR AR VR JIE T s, SR el A At ot A 4 49
RS 8 T2 B4 4 Sy T S AR A DL 1 s i 2 4 A 2
BIREAR TG 1254, FLrh il o B g 25 WE e o 25 R AIX
AR, SCRER B FRAR TG, I PRS2 B i 5 AR 40 1.
BRI LK DL R T EA R B BAME Y E
SE IR SR 25 A I
9.1 FERFNHE L)

X2 ) 2B AL 00 ) 200 P I
PGS A (B ) B TAFANIE LDLR, sidi/ i
JE A A, BN LDL 4@, fdifbyT 22y
Py, REEEE SN . PCSKO SIF] . B A%
NRFRES AR S AR NG 25 (gL Zs . ZHH il )4
9.1.1 flyT2525%)

T2 IRFR 3 5L 3 F L — el A i
JECRERI IR, BB I IR [ A SR e, BP 3
B3 B R ATER A GO IR, 0 IH E A,
[ B V8 40 0 3¢ T/ LDLR, 0 3 1M 3% LDL 43 ff 4%
e Rk, 72825968 B BRI TC. LDL-C
Fl ApoB 7K, R 4R BE BEAR AL TG /K F-F1F
HDL-C 7K

T2y lal e A JE ASCVD Biiih s HA
BRI E L, KRETEUEIEE RS AT 2259
A 5 2 A ASCVD BB 35 B0 I 45 5 4 % 100 1)
I HLAE ASCVD 5 & AR i — 2% T B Hh L HL A R#AIG
O A SRR P B A i & Bt T T2
YNETT AT AR A N AET: 9%, O UFEAE 29%, ik
A 149 WAL, BB FAT & BLAT ST ASCVD A
FEN R AEFIE AT TR 259 (BT ARATT 10 me/d)
YA A 22 A7 A R AR O ML A5 S T AN 45 i ) o
T4 (EREFHRALTT 20 mg/d ), HAS RN & AR
T mAlEm T4 "™, FRBAIBIT I

YT 2525958 T o IE I B ORE . TR AR
JIg IMLAE AT ASCVD B9 B 6. B HE I R B A% &
fhyT . SEARA T EARALTT . RALTT . BTG RAL
T EREPARATT RIS ARARTT o AS[RIRI 25750 5 (9 A
TT 225 ek NP Pt P A — 2 22091, (LA Ao — i A
TR B AN, LDL-C PE— R AR IR B {2
6%, BIFTIE “HhiTZR2G97 50 6% 500 " thiT22)
Wi Al TG KRR 7%~30%, HDL-C KT
5%~15%.

T 2259697 IR IR 25 Ak =25k A F LDL-C
AOEIBEAG . T2 e TN ASCVD A XUBS: 11
PEAL IO IRYT HAR, BUE 25 ASCVD K4S

PROLSR, WA EEE U LDL-C kbR fthi] 28
HYGYT TS, UNAE N FH o A5 Bt VT 2 2 Stk
ARASIERR, W2 FEECETARTT [ A A R EE s i
FIFD (8% ) PCSKO MpifilF] 1o [FEF, FF2EamiiAr e
7T 28 25 )RR SR 5 I N 255 7% R B B I R
RO AIEHZY . 292t 2 AR E N &

TS 259 v FEAT AR s Pl B R IR 1 Uk, {H
M F BRI LDL-C [0 n] f A 38 n. fhyT 22590
FHIUAS P HR YT 3505 D Ak K A, A RE T 52 L/ k¢
G, HHRE A B LDL-C A SRR 5,
BG5S TATT 225938 0o il A g 1
T 225 Je A P G v SN R g, AT
e 5 Ah—Fh AR AR Aty T 2525 . T
B H AR " sl g A At 7T 28 250 sl /N R At T 2
S AR T T2 G N T S A B

JIE (5] BEYETT W58 E IME A i a5 R R, 7
ASCVD fa s i EAE M ARES, TR Y897
J&, LDL-C BFE% 1 mmol/L, MACE HHXF XU j
20%~23%, ARBETHRFEAR 10%, TiECo 4 i
SLEMFET- AR W Y BUA WIS IR, fhiT
FZGWIREAR ASCVD 54 1 I R AR 25 /N5 L AR
LDL-C W& R 24P IEA G ANRFPE 555 n T
KA LDL-C BN EE 32 12,

fi TR 2R AR E AR

P4 B g 58 BYRETE

SRE B3E R 5T 40 ~ 80 mg’
(= HFEJFEE LDL-C = 50% ) B4 RMST 20 mg

PEIRE F$E& AT 10 ~ 20 mg

( ‘EEI ;’f'J%EIB%TEQ LDL*C 25% ~ 50% ) }%g%ﬁzﬂﬁﬂ' 5~ 10 mg

AT 80 mg
ERMIT 40 mg
CEMT 1 ~ 4mg
LKMT 40 mg
S M5T 20 ~ 40 mg
MAERE 1.2 g
E:LDL-C: (RREERGEER, " [MkiT 80 mg BAEAER
e, HEEEA

AR BRI REAR 24, (H R L] i
TTR2GeM), FR A IRIACE, ol AR )™ o PR
PRET 2, ARe i ZL R AR K AR 1 K e ol v
FEI N 13 R RAE ST, FRICH TSR
AT S ILISe Y, JF 54 2 A SRR Z R0
IR MY . W HAE R 0.6 g, 2K/
do HEE LK =R F5E ( China Coronary Heart
Disease Secondary Prevention Study, CCSPS )N HAI

N
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PRAJFFE 12112 P SRS g g R RE S IR LDL-C,
I F R O R MAET - | IR AE TSR L
St A SRR, AR,

T2 259 A AN KL Sy 2 e R IO FH H o 52 3]
KRR, HATRGE AR RE R L b
TTRZGYMI LA A AE 7 M PR LA S AN
R FA R,

JHF il 5 R BRI AR TR, RERY
0.5%~3.0%, S5 EacvE "0 IR A AT S5 259 1)
) 1 BT S8, 1 S e A B 5 R I I 5
(A DR, G et FR A T 2R 2595 R 1) JHE il
LI PRAL B AR SR B AR SR, i T DY 2R
IR (8 ) RITARREILEE BT Rk IE
WAE FFR Cupper limit of normal, ULN ) = 3 % &5 FF L
MRLTZ TR, NS, T
RFE 3x ULN DANF,  ATAE SR S s (1) - ik
TPWgs, tnl4e i 5 s —F LR i 125259,
o A A PR B TR I o S AR A
eI S RE IR T T 2525 AR BiE

TS WA S WLIA I R RE LS LR . LR
JIL DA R R S L e U R A R 190~5% (RCT
5L ) 8% 5%~10% CWERMERFFTEE R ), RS R
T, YR T A B RS R (B )
TIESAE CK Fhim, B B et R I 3
WAE I LA R, i PR R S T 25 25 A
KWUPREIR, HIELERG CK S PEf T, R
BT ISP B2, S IEIAER B2 CK /K
o M CK < 4x ULN, IBAARER, nI% B4k
TT2RZGWATT B UINEI; QnffAa fetk, 45 At
TT2y, WeEER A CK AKF, FRREil 2 H CK
WKL Gl 2 FE AT 2R 258, # il A A4k
— PR T 225, 25 CK > 4 x ULN, #
WS FMIT 26258, FFEUINEIIAEIR )2 CK /K5
CK > 10x ULN, WIFFEB s NI iEnTfe,
A ICIMLTE IR K E e, Jfar BE F T2
YA T RAIAYY, ELWEI CK EIEHAKF. X
Tk 2 AR U A F 2 slidse FHARAMLT T2 2510

1A R P A 7T 2 245 A 1 E &M DR s i XL
B, JRALTT IR . SR M T 2 ), B
RWE PRI R R TR LR AT 225 (9% H
129% ) ", GG B RVCARAMTT 5B KA R
R ARG ", b TT WX ASCVD Y B A 25 kbt
KT BRI AR, TCiE JE M PRI i fE A I 2
WIS R, A M T 225 03R 7 38 I TIE & R L B

i IS 259

R E EEIE YT 5T & UMEAL S 2o Hrds i, 2440
SR A AR L e 7 i 25 Fh AfF5 ( Stroke Prevention
by Aggressive Reduction in Cholesterol Levels,
SPARCL ) K HiF AR AT T 10 T ey 8 5 A1 22 [
M5 ( Controlled Rosuvastatin Multinational Trial in
Heart Failure, CORONA ) ¥E1725% 041, 45 BN
LDL-C B FFEA 1 mmol/L, 4 i 4 figi A< Hbv XU BS: 38 i
219%™, FAZEAE 5 Hri/R LDL-C R RS R 251
T oA i A v RS TR A T2 2 gkt Al
AR e TG TR (1 S i A R AR e RS P, (AT R
FEMRLE NBFAEM T T 2R 25 WA 7 il B b 25 ) AR R I
PERR A

T T2 HAA B SO B A5 SIR | R
TRLL A B BT | R %D THALEREAR .
TIEh, RS HTAE R ORI T R YN hRe T A
R 1,

TEN LT S 25 AT, 5 SGTE 5 HoAh 24 4y 1]
AAHEAE R o DR T 28 259 2230 i I A ity
Z -4 % (cytochrome, CY ) P450 Ui ({45
CYP3A4, CYP2CS8, CYP2C9, CYP2C19, CYP2C6 ),
ik CYP3A4 @A Rty T 2259 S btk 24
Py CANFREIR 2R A ). UL ZG) . RIFNERZEZ5Y) |
FHAEHUR . A2 (AR R . 5% 554 )L
T WAt Y SR, AT ARG I L S LA A 1Y
DRSS, A s S A KR At 7 T 28 25 W00 e A R
SV

TS 2 AT 52 2 465 VT 2 25 Wy i L
AL TT I 2GW AR Sl RAS RS A (B8 ) S5
AR TER S, — R AR R 2 DL 440564
CIRRFRIL : FAEBRAN (=) 2 WL WS A A 1E
(2 VRBRIN 2 = 2 FbiT2R25%), Hoh—Fi iy T
S TR i /N (3) AATE R R G &R
(4 HERRILAB A
9.1.2 JIF [T PSR A £t 551

JOEL ] s 2 oS4 ) 790 7 B 3 AR Sk a5 e
U8 5w C1RH EL AT AT a4 AR E T I [ 7 7
JTE R, T AN S 0 R T 7 S R e, A0
WAT AT FNIF IR AT o WFFEUESEHAT 22 A S AT 26
iR G, MR T BN, LDL-C K Al —
W IEAK 18%~20% . it — D AL SRR T &
AR T T Y7 R PR 5 (Improved Reduction
of Outcomes: Vytorin Efficacy International Trial,

IMPROVE-IT ) 8, ACS BE1EERALT T3

N
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FRRAT 22 A1 BE S 1 — L B AR O A 0 0 O AN
B HELRP AOFSY ( Study of Heart and Renal Protection,
SHARP) 7, WA A Fi-E el T THRBR YT 7T B
e CKD B O & UG ", AR 22 A (477 71
N 10 mg/d, ATRAREE AR, Hea R 3
TEREF. BRIENNEA SR EHE K IRARE
BBITCAIRAE R, 5 R I D RE R I A R
DL R RN R, B2kt ek
NPT AERER . ST T 325 Wik A o T & AR
ol S Tt 0 v MU S5 AN RSO, 8 T e i S
FLI

7 o 1L s R A4 o 70 e TR A A B
M —2pr gy, HAERIALH] . HIE e 2 5E
ST A A AR O,
9.1.3 A AL MRS SR R R 9 M)

PCSK9 2 TG LAY 73 W Y 22 B TR AR 1 i, ]
5 LDLR &5 0 LR, MimisiZb LDLR X IfiL i
LDL-C f9{& Bk il i PCSK9, FIRH 1L LDLR F#
fifg, {2k LDL-C {8 FR. & ki A9 PCSK9 il il 5
%A PCSK9 HL 4T, 1 PCSK9 /) - 4L RNA,  Bf
Inclisiran, FERKIECAHLHE Flio

PCSK9 S47 1E ML ZR B )4 FH T PCSK9 4R
111, PCSK9 HUIRZE 4 1ML PCSK9, I/ 4 i
TETFY LDLR 3 A, i BEAR A BR LDL-C K-
H ATt LT i 2 Fpas NIRRT, 433 ig e
H137 ( evolocumab VFNFR A PG I BA4T ( alirocumab ),

A TR SR I JC BT RN B R 7Y T BT ]
B AR P 7 LDL-C K - 35 50%~70%. 2 275
S5 7R . ] 2R 5 LR W) R PG G B BT IR o A e e Bk 25
BAE O L 25 R PEAE 5T ( Alirocumab Efficacy and
Safety vs Ezetimibe in High Cardiovascular Risk Patients
with Hypercholesterolemia and on Maximally Tolerated
Statin in China, India, and Thailand, ODYSSEY EAST )
XF 615 .0 ML A5 55 1 AT v I IILAE A6 % BE B 25 3 BT
FPGILBHLBARITEZ AR YT 6 A, H LDL-C 73
B B Ik 56% F1 20.3% (P< 0.0001) "*, ODYSSEY
EAST #f [ F.2H 7047 B 7R 55 24 J, BT Pa JE S 4l
%% LDL-C<1.81 mmol/L ( 85.3% I 42.2% )HI <1.42
mmol/L (70.5% Lt 17.0% ) {48 Lo 3% i TR
ZATA (P34 <0.001) "o 75 R 5E BB
R B2 I FE ML T SR YT B 2 BB PRI & 0
JI MLAE TR S 1R A S R TR, RIS LB i)
F AR LDL-C FUHAL S S IRk A A Bl sy, T
ZME R, X MR AR G 2 R U R LR

0N BT PG TN 2 R 2 R A AU HeFH LK
HAFE LDLR ThEEM HoFH JEIA R, 2k
4 Hol'H & XHIEYT R AN " AR U BT IE o
1% TG 7K F- 26%, Ft & HDL-C /K- 9%, Bl A 75 0
FABTARLA ZEARAICER T, I L BT AN B P R
Bt a] AR Lp(a) K 309% ZeAy "7 <xof KU -5
(19321035 EA T PCSKO HUfii Ayt — 250 IS 45 R

( Further Cardiovascular Outcomes Research with PCSK9
Inhibition in Subjects with Elevated Risk, FOURIER )"
Jo < B PG JE LIRS ] SR SR K 2R B AR 0 I
B 5 T PE AL (Evaluation of Cardiovascular Outcomes
After an Acute Coronary Syndrome During Treatment with
Alirocumab, ODYSSEY Outcomes NI " PHIT 25 4R
PCSK9 T LRI, MACE 52428 s AR X
B4R R 15917

MK T B BT 140 mg 3% Bl A1) P G B BT 75 mg,
FEM R 1 B T A, AR Z A, R
L1 AR A 8 2 S5 30 67 2 5 R R R T
PCSK9 455 iAo C L /87 55 fi NI 2 il 1)
PFAE ( Evaluating PCSK9 Binding Antibody Influence on
Cognitive Health in High Cardiovascular Risk Subjects,
EBBINGHAUS ) 355 "™ R & B PCSK9 B4 X T4
ZNFIIIRER M

I3 i PCSKO F45T Ji5 # H al H [ 5 /Y LDL-C [
BEARKF-, A 5K PCSKO FLATL A4 1 FH IR 2 i TR
SR ) B, FOBT 1 FOURIER JF bR 25 4 J AF 5%
( FOURIER-Open Label Extension, FOURIER-OLE ) b
7N ASCVD S8 I FMGE S AP Ui ok 8.4 4F (AL 5
), L LDL-C ik 0.78 mmol/L /K-, Hj™H AR
Fof . WIPAHSCEEE . BTAMEPRIA . A 2
MRAIN NG AFEAN RN, KA 238 5 e R ARARL

Inclisiran J& PCSK9 /) T 4t RNA, fiff 5% % B,
FCLDL-C [ 5 PCSKO B4t A 24 10 T BE R A
P — T RT R AR Y, R KR PCSK9
il o IR T BRI TERK
3 U WA T ] 3 i P v L ] e Iff S S . HL i
Inclisiran AU E BR 22 Hrut RCT LLC A S5 R 3
LR 3 W RIRE: ORION-4 IETEHA T,

9.1.4 EX %

B it B A LDL k.o, g
PR, i LDL b id i AE 2 iz sl e R
W05/ K, 2K /d, FEGEHT FH B, THE
HoFH J ¥ (8 J3 , A5 D B IR o g g PR 17
WO R R B i v, dnl g ek Sk

N
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KU, R, Beoh/b W™ A BN A QT [A]
WIS . VDA . QT [RIIRER | st I
M. BT EZ A AR 259 F FIRYT7 FH AR
H, DA Rz Ko e ot R R
9.1.5 HEREL A

NHFRES A A R Btk B 2 -2 4 g, wI BTG
T P PR L E R T IR ok
Wl 5 o/ I, 3 Iy ZARERIS of IR, 3R Md; %
H4E 1.875 o/ IR, 20 /d. STy, W]
W AR S AR, W LR B N A i A
RS, s RELe G, R 2 I A XA =
NS B IBEAMAERIMLYE TG > 4.5 mmol/L,
9.1.6 HABFEREZY

NN ZEE—FPer i S 2y (il . B35 . AIAR)
B A5 . w RN 0.24~0.48 o/ IR, 2 K/,
LA ARG AR B W 1 17 2 RS B R 2
Uo Z el ICH HERS 3R 4l i —Fh 5 AT 8 i
TR ARERIRA Y, & FRIEN 10~20 me/d, FE
BEAE P kA 55 HLAS AN KR/ O, H7o1e0l)
9.2 FEREH M —HaZhY)
9.2.1 N5

DUER 25 W 0% PPAR o FINEHE LPL 1M
{Eﬁml{jﬁs TG 7J<?~$[l }I_r%— HDIL-C 7J( SI7 [87-88, 127, 181-182]O
WM DU 29 (SR BRI ). AR DU 0.1
o/ W, 3 /d; R AR DR 0.2 o/ IR, 1K /d;
ARFLIIRF 0.2 o/ IR, 3 U5 RALVUFF R A 0.4 o/ IR,
1R s FHAEDSF 0.6 o/ IR, 2 K e H AR RN S
VT2 A, COFEIFIE . WL AR BpbESE, s
CK AN ZE R SR KT ) R A %Y < 1%,
I PRI 45 5 2520 Mr iR, DURR 259 nT (B 3%
FEAK TG A1 T+ HDL-C, {FLC> L 3K 25 1 A 5 22,
A WA R NBE /A0 TG TH 4 Ik HDL-C IfiL
JiE R R R T GE O A FiS

Pemafibrate 5&=—F % PPAR o 3sh 7, %24
L PEIESS S PPAR o ZAKTEEE PPAR o FUFRIR,
AT FEAR ML TG K" FIFIAI7 B R TG IfLE -
WedF 50 = Bk 0.1~0.2 mg, 2 K Ids Pemafibrate [1]
KHRE [ B 22 vt RCT LG 4545 R R =252 5
3 W R R B8 PROMINENT 5% PR 4 3515 1 1 45 SR
PEATZEAL, HEM AT G5 H R = LDL-C (12.3% )
1 ApoB ( 4.8% 5 X% 128,
9.2.2 HAE o-3 IR

o =3 MR i J D TG & 8 54w ) TG
A VLDL. FI358 TG M VLDL ks o7 B >k B AR i

TG WE "™, R ER, o-3I5IK (4 gd) a]
f# TG 4 2.3~5.6 mmol/L I = 5.6 mmol/L ) & & ¥
TG K43 FIFEAR 29 209%~30% Fl = 309%™, HA
LAY o =3 R WARR ™ fh FEAR TG (37 RCH L 1™,
I R 32 %2 FH 3R 97 & TG e "™, o -3 fg i ik
BRIRHIF (& DHA F1EPA), -3 i Z stk Hl
# (% DHA 1 EPA, K5 EPA 19 IPE), i3
FEl 2 A 25 i B PR (food and drug administration,
FDA)#AER T/ & 5 TG M4E ( = 5.6 mmol/L ) B
B,

REDUCE-IT iR 45 R i/, IPE 4g/d AIZEARTT
KGR b — 2B A MACE AT XU 35 25%!"
J[H FDA EHEHE TPE TR ASCVD KUES: 1938 1
WE, BHATHIEETE T, SRR, [
T EPA UL N DHA 1) w =3 Jig V5 PR 43 7T B A O il 58
HAE, (HAR AR E AW IPE™, fp Tz
KA EPA 57 SOF M BEPLIAS ( Randomized
Trial for Evaluation in Secondary Prevention Efficacy of
Combination Therapy — Statin and EPA, RESPECT-
EPA)#R, X PR A ok, fhiT2zy
YA B AL EPA (1.8 g/d ) BR324 5 MACE
HIFE 22 Sl FUA Gei 22 L(P=0.055 ), {HX}IK
B R B KA S XU B AR E T 22 S A
GiitaE L (P=0.031), #&/R EPA BAT— & 1y bik
Sk AR s
9.2.3 JHERZZY)

AR 25 245 ) R it B AT IR TC . LDL-C FHl
TG LA KTt 5 HDL-C fFET . RERR1E TS 4 i 7
ZH 2 rp i R ARURRE M L el U S T TR T AT
FFEAR VLDL 203045 9 e DL AN RS2 1 S 23 1
Wer, HAE IR . K%, ERE . SRR
MLAE 5 ORI R RE A A RS 2, 12 PTG 3h
PEIFG . 16 Sl T A 59 A B R XU AR . 2
TS F IR IS 25 My A8 RCT " (— 32 2B
TR 25, o5 — WU MR L5 nhn % je == )
PR B RO MAE SR, FRRIE.,

9.3 WiIFEAE 2

YRR TR0 S BERR 25 AN BTl i, R ok
R TG %5 %% & 113 ] 7] Lomitapide 1 ApoB100 & A%,
F 57 Mipomersen FA7E 2012 4E 71 2013 4F B4 36 [#
FDA #t#EF T3897 HoFH!" " {5 Lomitapide A
MARMAFET I, W Mipomersen £ F- 2019 AR S
AR AT Z 0 T R R 25 0 A [ A I ARt st
AT IR, BARAEFRE Fh( 3R 13),

N
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FELEREZE Y
B FEREEE = FEREAEHLE & RZUE( St )
Bempedoic acid ATP IR R L R Bl HI B B EE S AR HeFH, ASCVD
Evinacumab MEEMENESS {2 VLDL F0 LDL R = 12 % HoFH
Volanesorsen ApoC3 {23 CM 5 VLDL R =18 % FCS
Pelacarsen Apo(a) D Lpla) £/ ¥ Lp(a) F+=H9 ASCVD

7E:Apo: HEEE B ATP. ZBBRARE VLDL. IR EEIEE S LDL. MZEFEED,CM: FLERR: Lp(): FEE B (a);HoFH: A& FER KA
SEEERMIE; HeFH: & F R4S BEBEMAE ; ASCVD: ahBkSERERE LI/ O M EHSR ; FCS: Rk ILEBI G EAE

9.3.1 TR M 1 Ay Ao TR SR A T 410 i 55

B TR IR T AT A TR 24 7% 1 410 1 57 Bempedoic
acid 1 J& T IH [R5 B o i RIS 25 s
Bempedoic acid F1 IR 5B LDL-C FEIE 2 30%, B
G YT LDL-C gk — 2B REIR 17%~22% , BRG WA 2
i LDL-C JF — 2 B i 28.5% . &[5 I 48%, A&
A A A Y, Bempedoic acid L2 K
Bempedoic acid/ 4412 A (1 181 2 & J7 A7) (180/10
mg) CFEES B, HTFI6Y7 LDL-C ANk bR iy
HeFH 5, ASCVD % "7,

9.3.2 IMEAMEFEEM 3 5]

M AR R AR AR 3 % a4 ] LPL 3% e i
P45 VLDL AU I s 1. I8 AR R AR
3 4 A Y5 B BT Evinacumab 4 2. 3 3 1 K 3k 36 24
A HoFH f835, Z53 IR, TEMA MFENRIRTT 2L
|, Evinacumab {/5 7] #E—4 4 HoFH &3 LDIL-C
I 509%™, EEMHERLH T = 122 L@ R A
HoFH, HEFE5 N 15 me/kg §KEE, 45 4 8 1 K,
9.3.3 #FAREF C3 il

ApoC3 SEH L I LPL FIHASRETE P mifaHE CM

| % 14 [ClEEtaln) aedvas

5 VLDL AR Y 8 Apo. ApoC3 25 AR L ETT
i Volanesorsen [1) 3 Al R 55 204 7R FLRE TG I
BER]IE 77%, AR MR E (< 10 77 /ml)
Fefil R ik 48.5%, AL FDA HEufE, ARERHHZY i
EIRHEE BT, ABACBR A TR IR R A AR
PN A SR FLBE R 2 S AR R
9.3.4 FEIRE M () H12

W {16 Lp(a) 37 26 40 45 Apo(a) | X 5 B 15 W
( Pelacarsen ) fil Apo(a) /NFHE RNA (SLN360), —#%
1 T R 5 38 R T i 2 REAIR Lpa) MPER . &
F R 1T 3% 989%™, Pelacarsen 4 2 H1lfi R 1 56 4
A Lp(a) = 60 mg/dl ] CVD & 286 4], UEsE T H:
BB 1 % Lp(a) 7 R0OR R A7 i 22 4 2 B, 3
KA, [ R 2 s | o I A8 B 2 55 19 I DR A 5%
Horizon 1EFEFEATH
9.4 [FEARZG PRI G I

Ko Mg 24 WD B 5 1o A2 I i S T 50 s 1) s
AKaH, FEHMRZRE G MASERE, #—P R
ASCVD B, WA IR R R k. B
HATIERE A LA T R (£ 14 ),

BREKEE” ERBER 1 A5 P& MACE REMRIESR

5T 259 + BB EEEOR YD 815 825 | DL-C kR LDL-C 50% ~ 60% R
TS5 + PCSK9 & #8245 | DL-C kR LDL-C = 75% S ap]
f5T£25%) + ABEERIR LI H)77 + PCSK9 241 WEL LDL-C iAtR LDL-C =~ 85% S

M THAY) + SHUE IPE 4 g/d LDL-C 3A#F. TG 2.3 ~ 5.7 mmol/L MACE R&FE1E 25% SEEE . Him
TR 25 + IEE DTS w -3 FERRER LDL-C ik#R. TG 2.3 ~ 5.7 mmol/L MACE RS F#{R BIngE. (UFEEED. i
MUK + -3 BEBHER 75 TG = 5.7 mmol/L TG 60.8% ~ 71.3% B
MAFEZY + WERE LY #75 TG = 5.7 mmol/L TR EIE A

w3 BEARER + JHERZE A1) EFEHBYIm R, BEATG TG > 33% B

= 5.7 mmol/L

S ERS SRIE P ROfI T RIS ch R T K254 ( AIAFPEFOH

BAR12 ). w-3 PERHBRIIEERL TR, 7R 49/d, PCSKI: BIE

BRI EREE 9;IPE. ZTHAKR ZE; LDL-C. MFEEROBER; TG: =i ; MACE: TERRLMEEH

9.4.1 F#I% ASCVD JXUSS: ¥ K& i 25 Pk 5 1

9.4.1.1 T 25244755 RE [ Pt R Ac 0 il 79 B0 45 P
PRS2 53 9015 i IR [ 22 1) 45 RG] =

A RAFEIVE R . RCT 2525000 o, B2 Tl T

N

KW, KT SRR T 225 5K
Al ffi LDL-C #F— £ F % 15%~23%, A4 S5+
R T2 ] LDL-C F&IE AT > 50%, HA
BRI T2 M A RO P2 IMPROVE-IT Al
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SHARP #1583 @75 ACS F1 CKD #8.3 % Fifth T2
24549 5 AR 2 A1 B T S RO I A A P
V3 A SRy 3 AR % L 0 i s il 55, A
PN, WA 10 mg/d BAF] LDL-C BRI 2 15%
CERaelEs) ) P 20 me/d BEA LTS 25 14 At
1125254 LDL-C #E—REIR2Y 16%, 4R 32
PE R 47 P

9.4.1.2 fihiT2525%) 5 PCSKO 515664 0 FH

PCSKO #1538 100k /b LDLR F&f# . 34 LDLR
BRI N LDL W ER, FERERRHLE] bS5y
25, A R RO ) ) B AR RR] . FOURIER BF5Y
F1 ODYSSEY Outcomes B 57 45 e B 7~, FEMLITIEZY
Y1 (+/— KA AT ) FEml_E BRI IE Bt nl ik —2
FFAR LDL-C 35 59% . B B A v o i ol ik — 2R
ik LDL-C ik 55%, 7] & 25 BEAIK MACE A1 X XU B
15%" ", ZERA R AT LB LDL-C PREAbR . Bk
Lo R M R, HL O MR 2 I 7250
9.4.1.3 i T2 5 &4 IPE 850

REDUCE-IT #5245 R o, X T ez MiT
FKAYIRYT LDL-C BEA TR AR H TG B B T+ =5 (1)
ASCVD B F B A I 270 1 T ASCVD G K X flh
FRIGHF , BE i) IPE 4 ofd W gk— B R
MACE XUk 25%!" . B, %8G v Tl
TTRZ9W487 f5 LDL-C < 2.6 mmol/L {BAEAE TG %
Hh RS T R DL aE— 2D REAIR ASCVD RS,
TR BRI AR . SR10, TPE 4 g/d
AEAE— 5 TR B 1) 0 IR 0 D B sl XU, 3
BEPRIS A B IR ER A, BB 7 R T
DI 5
9.4.1.4 HAth

R v 25 6 B At T T S 2 Wy sl ik AT 22 A - 3R
M Z il RCT J RCT 2540t i, fhiT252y
YIS MR ZRIN I LDL-C I35 KA T2 259
PFHRRY L e EREAR PO FR /NI PRI
UESE MR FE ST 22 A F S LDL-C A4k, L axt
LA 2,

T2 PR DR Y e R 2 o -3 i
R : TR WG DR R AW s = i -3
JE TR (& EPA F1 DHA ) B L4 3K 26 77 16 4
W PR R O M4 XA T8l (Action to Control
Cardiovascular Risk in Diabetes, ACCORD ) M ZHHf
FEARIN, BRI R B2 T TR YT J5 LDL-C A
KFMETG > 2.3 mmol/L H HDL-C < 0.9 mmol/L %,
A ARt DURRIR Y7 AT BEIE— 25 BEAIK ASCVD XU

(P=0.057) "' {H £ Hr /> 4ii i) PROMINENT fiff
FERBEUE AT 7T JE 258K Pemafibrate
E—gkgs L mkah, OB TT 2K 258 5
it DURR I 2 Pk v mT, H I ) 4 4 ot
AR I UE P AR DL SR S AT S 2 Yk
FH & A U3 RS AF X A8 v, S0 kB — 5 I A
9.4.2 = H I R MUAE B R R 245 985 g

TG HE I E (= 5.6 mmol/L), A% J7=\ L Ba
— NG 25 W A R TG A, AR L4
RK25Wy . KFE (2~4 o/d ) B4 o -3 JRIER . M
FREZ5H 2 [ e P Bl LA B4 PR G s Al
& w =3 i 107 R FHAR R 25 25 ) SEACAS iF— 25 15 fin D
525 25 ) B0 A B 2 Al RURS: R AN LR B
BB RN, B, DB (5 o-3 IRk
O FFA R IR AR O ) DLEIET LT (SRR 25
x* )&,
10 BERE&TTRIE MhiE e

ESER §

| FeEanB. FBM, 0@ FsF Al |
BBk AR, A HBIS T HAEAT FH &4,
ReE A R BRI %
10.1 JEEE 14505

BEEHTE ( lipoprotein apheresis, LA ) & FH,
Jo H I HoFH F8 3% T 25 49 4l BhiG 7 55 i, ol
LDL-C 7K A% 55%~70%""'", 3 [ A8 [ 45 B
HEZE Lp(a) > 150 nmol/L 19 M J& 4 56 0o g S8 & B 4T
LAPT2E KM ya 7 ml il R R o R TR . SR
BRIk, (HZRME 2 8 1R, iR
W) LA {5 e] B . H IR A A% B o L RE
R A7 A R RV 1 BR ) T 33697 FE I PR 12 1
A, RHREAAEPE, ARV AT & .
WU ARAS AT . BRBRE A M A Bk Y, Bk
AR,
10.2 FFREAEASNELF AR

JHF A8 AT ff LDL-C 7K VB 8 2%, 500
M ERE LA, FRAEODMEZ BATik T, Rl
JFREM B 50 A Ao, BARE—Rh R BIRTT
g, (HHEBHAIS I AAEZ AT R . b Ash
Z . WA RGP, IR D . B
AR TE S 43 01 g 5 % T AR DB Bk o A Al T g
T ™ 8 HoFH B BIIRYT, B F5 1/ sk iiUL
JoHfirz 27

N
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11 HEANBENMASEE
EOER |
L RRAHRBAALLELARR (Ha)E, |
 BERSH. CKD, A ), 4FskAmkA (Jek ), |
LE, HREFARSR ISR E (FikE
BB ) 098K, LR KPR S BT E |
R B — Rk, A ERIRE A |
AR o R |
1.1 FifE
R I 2 Bh Bk R AL ) AR R 2, I
J £85 BJ Kk PR B 20 R ) R e A R PR R JE2 ) T ekt
Sk AL R AR R R . AE— R R, R iR R
RN B AR T EARYEPEAL A ASCVD XU 2. &
I VR X R I — SRR B B AR T I A =0, A
B — WL AN G0 RS SR - FRAR 4L (Anglo-
Scandinavian Cardiac Outcomes Trial-Lipid Lowering Arm,
ASCOT-LLA ) A EA e 0o RURS: 1) v I AR
SRR, PR AT ASCVD 28 5 = 1 F
15 35%, GITAHY LDL-C “F-H{EFER] 2.2 mmol/L",
O 45 B 30 5 PF i ( Heart Outcomes Prevention
Evaluation, HOPE ) -3 #F5¥ 44 A ASCVD H 3 XU 11
mIERE, SREGIE, BT ASCVD
L FAF AR 24%, IHIT7 41 LDL-C - (ERF 3] 2.4
mmol/L™ %, 15 1M1 A B R VA Y7 0B O 9 & A
HIE—PF#ARIIS ( Lipid—Lowering Trial Component of the
Antihypertensive and Lipid—Lowering Treatment to Prevent
Heart Attack Trial, ALLHAT-LLT ) 29 AP = MRS
e IR [T A ) R, SRR LR, SR T
A HE 2 N ASCVD AU, 7697 41 LDL-C PR IR
£ 17%, “FEEH 3.1 mmol/L™", ZHAHIMLTT 5L
AR Ab VTS REAR 259 i — R F 95 AT, 34
E A AN A EA e v I R, R BB SR AL BN
WERLE . UL, eI T AR ASCVD KU PEAR B ( &
1), WA Joim AR E R e i e 8 3 i
NEAE A B AR RS 22, 0 = A
RHIR Y LDL-C HAMA, T LA AR B EGy 7 22
11.2 BEIRHG
Wi PR 9% & ASCVD (9 T 2l vy fa e &,
55 £ 75 1M A S5 5 60 A R B8 ASCVD XU 5%
Wi e Ao W PR FR B Y LR 5 5 R 508 TG TR,
HDL-C [, LDL-C 1E% s F+ . (HH LDL
TR ELAT /INTI 35 R A, A B R Y 3 sl ks A s Ak

YEFH . BEVRIR SIS TG, 4275 TRL JH [ B L 51
=, DU SR LDL-C 1E A BERE H AR ol GE AR AL 3
ASCVD XU, 1 dF HDL-C 437 LDL-C Fi TRL iH
[, A S U B i B S sl kb R AL 1S 2 TR AIE
Bk, WE R B R A LDL-C FlHE HDL-C [F]
IR RERE bR, = 40 % HOBEIR IR & Y e fE,
1 AW PR TR = 20 45 [ VE N RS, T < 40 B 1)
BRI R, g4 ASCVD Ht & (& . W
1. HDL-C )R ( B¢ )EEES B M F e ASCVD KU ;
MEHEA = 3N ERm R RGN ERE, dh
ok ASCVD i fE. XFF ASCVD XU b . R fany
WG B, YN LDL-C #5HI7E 2.6 mmol/L LLF
(F15).

EXB #:7ms s ns BiniEns

HEFEW HFER EREER

WERRBSIE ASCVD £ . LDL-C < 1.4 mmol/L"* %" [ A

ASCVD RE A S Bt 4ERm &% .LDL-C < 1.8 | A
mmoI/L[m]

ASCVD R g Afk. P RMERBES . LDL-C<26 Il a C
mmol/L""

HEREEEMIEHDL-C AREBR, BIrMEABNH | C

LDL-C B#Rf& + 0.8 mmol/L

SE:ASCVD: shBkehI£RE1L 4 O M E % ; LDL-C. (R E RS BB &R,
HDL-C. &% RS GEER, ASCVD BBt EEIEER = 40 & HERRE
BE, 20 ~ ISHRFE=IHNEREATRESIHELRERE, 1 BER
fRRE= 20 F£O1EAN ASCVD 58, FERKRAR. SME, MESFE, BME,
BB, BARURTEL, LBERE. EARK, BHERE, £ZO0FRE,
S MERE( SRERSRBS )

KA — G 5 TR IR T IR OF 9T R ik
1T 28251 8 35 IR E R s FR 3% ASCVD XU, fth
VT2 25 Wy kA TR I et R e il 790 =% ( FR ) PCSK9
FPT AR SR BoR, A IF B PR ) ASCVD B F
Al NSRALBENR R Ak 25 E 20 T R W L ity I
B DU 20 W R o0 45 SR ik ik, B4
IF TG Ft /& Fl HDL-C R AIK 19 37 21 BE M 3 35 DL 4
RIT Pk e, MITRAYIKE S ai)E o-3 I8l
TR o B R 955 e 3 ASCVD XURS: 19 T 791 6 5% &% S AN
— 5, & H 4 gIPE A {2 2 ik ASCVD KU "',
R, R TSOME PR v i R BB Ath VT 2R 25 1l 2k
REFEARIAYT , TR LDL-C ANikbr, FFBEA IR [ msg
W o 50 = PCSKO il 50 MO, SR LDL-C ik #x
JE A TG s EidE HDL-C AN ikbn, 5 EECA =4l
JEIPE. -3 EIHEREL VL Fp2ghyy 517,

11.3 2B b

4 JF CKD 5 CVD 35 38 T B 2 2 38 & .

CKD 3~4 ¥ f8 #& B 3200 F ASCVD & fa A#f. CKD

N
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B 0 LR 4 5 TG T B 2 1 HDL-C R&AIK &
sdLDL iRz B & 34 A, CKD K 5% Wi Lp(a) 48 38 11
i /& Lp(a) AR R T HARTT 2259096 97 XF
ASCVD JRUES BRI AZ S8 5 I REIRAS 52 R, 7E5R
R ThREA 2B T, TR WIRYT R B %
IR ASCVD U P22 (HAE L B Th RN R
W, IR X2 BRI T IS CKD B AT
YT IR R R B RRCR (R 16) 2027,

CKD [ H SR AT T2 2595 12 LSS 1 s 7 A
JUHIETE B D RE AT R sl Al BB N ER UE i R
(eGFR) < 30ml/ (min-1.73 m*) I, Ff H &K
ST 22550 e B UIAR DG, O sk SR KR
IR R UK, ThEEE CKD B St
VT2, mTRESE TS JRUES: .

CKD 3~5 #i & &M As AT

HERIL WHEER IFESR
X FIEBTRHFH CKD 3 ~ b BIBE, Bt I A

ST ST YRS AB E B 0R AP 155 PR
LDL—C [224-2251
NFEEZMTEANIM TEAYRKSEEERE |l a €
D H 3 8 ASCVD &3 CKD 3 ~ 5 B E, F1b
B RIEITIETT I O FRARGLE R ix L gh iy 27
N FRBIENTEIE ASCVD B, FEWEAMITE i A
E% [226-227)
7E:CKD: 8B iEMm; LDL-C. [RBE IR BRBER; ASCVD: ks
MM ERR

11.4 iz

FEG I A — R B, by T IS 2B R
fi% 1 mmol/L. ¥ LDL-C, &<+ &2 & KBS FEAI 12%,
[Fi) s A AR o I LBE AL L O LA BE T IXURS: P2, Aty T 252y
WIZH M BN, BFFEAE 1 mmol/L i LDL-C, flAs
e i XU B ARG 21196, IMPROVE-IT #5843 )2 43
Brigsn, EEIFmZ s iy ACS BE ., fhiTs
2 LAl I A R [ R A i ) A B A T 2 2
PIAH L, S AR Sl L e A 2 v i JRUG: 48%, o
I T A 28 oG 2 v 7 & AU 409, 7 FOURIER
52 H1 ODYSSEY Outcomes AFFEHT, 5% BRZ Ak,
MR I BT RN BT 9 G BT 43 I REAIR ASCVD FR 3
IR 2E RV 259% i1 27917

KT RENRIG YT 5 H i s 2 v 1 56 R A7 A1E 43
i, AE LA I P G AR T RRE R X 42 1% SPARCL F
8, 80 mg BTHGLARALIT IR YT B 3 FEAR S At Bk I 5L
BEME M2 16% , L H i A o 2 r JRURS: 28 P88 8 e
SRR, FEAR LDL-C A3k 5 8 K Ve H 11
e fE (36 17 ) 252

R ZE o B MO BE R A T

HEFE W HERR FRSR
3 F R BRRM AL MR M MR P TIA S A% | A

CAD = PAD £, Eil LDL-C < 1.4 mmol/L;
3E HDL-C < 2.2 mmol/L"* %"
X F 2 4 =) BkGR RERE b I BRI AN A o 2 TIA B3, A
# i LDL-C < 1.8 mmol/L; 3F HDL-C < 2.6
mmol/l—[2287229]

S Fh BRoB B AL BRI RN ZE P Bl TIA, HEEAMLTT A
KN ERIETT

S F KRR MR A 22 P =k TIA, #iTXZ89 Il'a B
$877 LDL-C ARiA#zRe o] H0 A BB EEE IR Y 1 5

S Fah BRoB AR AL BRI M RR ZE P B TIA, fhiT% Ila B

) + BBEIEZ R U 40 %) 5055 77 LDL-C FkARZE A0

A PCSKQ #1517

SELTIA BEMINER M & {F; CAD . IRENAkER ; PAD . SMNEM & &% ;
LDL-C. R%ZEREEBER, HDL-C. S ZEEEOEREA, PCSK9. fiEH
AR EIAER 9

11.5 75 % K UL 24N

= 75 & 2 NI TS5 e R, A
TTHE B fEBAE NP T RETERRF ST ( Prospective Study of
Pravastatin in the Elderly at Risk, PROSPER ) FYXf%
o 70~82 % B AR, i 50% & ASCVD i fE
AHE, 50% A ASCVD. Z55L /R fiT 40 mg
YRR B AR MACE &A% 15%, B4R
BT 2 — G IR B TR A UE s Y,
FR)— T4 55 28 WAL TT 2R 25 YW SR 25200 H s
=75 S5 < 75 Z AR A REMAMTT R 2505
7R e, (HAEBA BRI ASCVD AL (70~75
%, =75% )Mk A TR P, IMPROVE-IT
RG24 BN, 75 2 K UL F B ACS B3,
M TT 2GR G AT 22 A1 5 B B T A T T S 2 ) 0
I A5 2 R A KBS R B 2096, 35T PCSKO 11 i
I R AL DA L 4 50
40~80 % " fii= 18 & U1 MU T = 75 B I AEE,
HAE FOURIER WFRH 402000 R, = 69 211
ANHEM PCSKO Bt FENRIRIT I3k 45 5 < 69 X 1Y
B8P, i B DL FIFE R R = 75 2 ASCVD
BN < 75 2 B RIUFFER R )5

—WURATZATTE = 75 % 24 N B — 5 it
3% ( Ezetimibe Lipid-Lowering Trial on Prevention of
Atherosclerotic Cardiovascular Disease in 75 or older,
EWTOPIA 75) 7R, =75 % WG % IR
10 mg AR AT 22 A1 ] 1 25 FEARCERRSE . O WURESE |
AR BN K iz A A KU 34% ., SRR
AiVE RN LA ASCVD — 2 i H it 2

R = 75 % 2A4E W BA Z M8 PPk
T Z RN 25, LEE R 25 A] AR ELAE AR R

N
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RN i R R 2 A TR R 9 T D e DR
FERR 25 R B BT A AL, RIS A ER
K, NIRRT EE RN 259790 5 5 W il i
UIREFN CKo X = 75 % % A\ B9 ASCVD — 9 i i,
B 2% & ASCVD &9 KUK 4b, 38 75 Z3PA5 A= #L 0 g
RE . NFRE, 2t ZHEAAFEFLGE
TERE S, TR PR, DA I A K (5 13 4 5
TR R AF A B 3R 15 Hbn. TR T s it &
EREMIT YR THE HAR RCT, X ik &4
NAWTT 25307 R HARAMEREAIHERE (R 18 ),

Brir—mirh EEEE (=80 %) Atk NUESE
() 2 s e oY P9 25 L R, 5 LDL-C = 70
mg/dl FRE AL, L LDL-C 7K < 70 mg/dl (19 i
TR R RO MAE R 25, BEVTHA ] F2 24
MEEARMES, $URZEFREN LDL-C i
AT 5 T L — Y

> 75 W NIRRT

HEEW WEXR IEREER
X F =75 % &3 ASCVD th BE B IWH TS Il a B

ﬁ 10, 97, 222, 231-232]
XF=75% ASCVD SR AR, BEELRK. =5, Il b B

MEAFG R EERR, WRFEBIXKE, B
ST EAYET HE T — &I =

X F= 75 F & ASCVD AR, BEEMK. BB,  lla B
MEEFE G UK BERE, Ei/ShE B &R
HIFE T BT — R P

WNF=75%5 ANEE, WEEBEAYHEEERARE Il b C
EERE, BUMNEREMTEADTSG, 7%
FERBEIRTRE O % FREX S A8 B B R Y40 1 5 =
PCSK9 155577 **4

7E:ASCVD: EiBK3EAFRE/L M/ I B s PCSKO: BIE B (L BRRA B8
)

11.6 FU

YRS 8O PR R AR T &, (EERR A R Lo
LDL-C A J} & 40%~50%, TG {E{EiR 14 A A A
FhEr ka8 MLRE X 4 IR A4 52 i 5 A T 55 A Al
Ay EE R A o e I L A 56 A £ e A
G208, (HPPE AR TG MUAE 7] 5 B PE AR 5 4T
PR MR TRk 209772,

X U i i i i A B SR I A, 2k R
AR, v A O AR AN g R T2
2454, ] PR A i 700 T PCSKO o ol 3510t ¥ A
Piro XFURIRGIE ACS B W 25 Bl FHIRRRES 551,
I v EL 1 2 I 3 ASCVD ] % i LA A
¥7 o XFFE R TG MUAE ( > 5.6 mmol/L ) & 1% &
ALY o-3 IEIMR. M™E & TG, A

DUREZRZGY) A IR R A AT 5 SR LA R T 272,

KFAhTT 2R 259 FBUR LR 1 BdE E 2ok A
ST AR GIRIE , s i E 22 R kT e
PEMTT 258, 3 I3 e At 7T Ay B LT BB
e BAIIBIFGE 1A e BRA T T S 2503637 388 o+ A S
[ S A AU 2924 SR SRR A T T 2 N 4
B0 A BB A XU, (EJE S B R PRI A R 3
JAESE 2228, 2021 47 20 H, ZEE FDA
HR P AR ORIt VT 225 e etk B B o g, ok
BUNMT T2 “URiR X 287 R8s (X b Ak
IR ) P HR, dEUREE ASCVD & fE sl 7 G
FRIE, 40 FH sREAE & A Stk s iR sl k= 140 i
FIFEZ 2R . R0 DAL R () Sty
hiTIZ54,
11.7 JLE K F 4

i T2 AkE 2 8 R s >k i i B i e A |
B3 shd > DA KOR RA TG 04, IRIEDLEE
AENE TSR MLAE & AR 2 BT, KRR
20.3%~28.5%. JLE ST /DA MG S8 = S —PRifE,
MR 9 L FE MBS S H brufe B2, = 4R T R =L
A G2 S LG S5 18 SUbRifE P42,
11.7.1 [MLfgTHA

X N AE B L R i ARG T I AR T 2 -

(1)—Fe —FoEm et < 65 5 8B < 55
BAOHIAESE . OB . i CABG, HREA
MAERIEAR . I,

(2) K TC = 6.2 mmol/L B4 & F I i F
T

(3 ) Bz IR B ol i e sl IR A I

(4) AR . S . AR (2~8 2 ) B
(12~16 % )sUA AT 5 X FMBE FH RS 0
AT IG5 5 SE R i A
11.7.2 MRS 2 Lhpif B

L i ARG 55 SR E LR 19,

EXf L= s 0 £ misRESEimE( mmoll )

s &iE 7S / B ®E
TC <44 44 ~ <52 =52
LDL-C <28 28 ~< 34 =34
TG

<10% <08 08 ~< 1.1 =11

=10% <10 1.0 ~< 15 =15
HDL-C =12 1.0~<12 <10
3E HDL-C <31 3.1 ~<37 =37

E:TC. BB EEIDL-C. REEERSBEE TG Hih=E;
HDL-C: &= E R aEER
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11.7.3 Iff55# T

EFILEMAR S, AT N uthssh kg
JE MG S HIAIT A, BINAERIE AT 1 h
Hh S B i 1 32 sl 9 HLAE K AR BRI AS A 2 b
BRI VR RIRTIT LE T DA NG S 5 ARl , 2
HRE I S TR IR, B R HoFH, K &R
Jr A EEAEA, BT PO s M s 5
WEGIE LB EFRBA, REHERET; 2459
IBIT RIS IEASCIER P BE2 FH #5208 FH #84.
11.8 S w5 IR [ s Jf

FH B 3 25 REFE A 1LY LDL-C /K- 22 T
B RO, B E AR FRER e, ER
KR TR RN HeFH I PRA2 Wb AL 35 1 22 18
JEC I R X 45 B o . B [E Simon Broome AR ifESE . K
[ FH it Si2Wr el >k i E FH % 131 bR EC A
2) P a IR E E O FH ARG E FH AR v,
ZPbRUES Simon Broome FRifE . iy 22 5 5T I R X 2%
o 25 AL A SO B R R S i P R R B
12 LU L5 8 F 2 B IR RR R IR [ B R 7 2 FH R
TR O LA I B AR AR YT R (3% 20 ). {H
BI85 A2, FH BEPRIZIEBR % AL LDLR . ApoB .
PCSK9 Fl LDLRAPI F& R K b, 38 ol 4 K EAT
AR TR Mg Wil . (55 7 S8 E 1 1. ApokE

FH BB A

ABCGS5 Fl ABCG8 Z5 LA, A5 By T2 Wi FLAE 5

S Ake [77. 250
121 A

FENR:
(1)B% ASCVD &%,
(2) BRERUREFIRSE;
(3)FLALLE LDL-C = 3.8 mmol/L, JLEME
LDL-C = 2.9 mmol/L;
(4)BEEHEEAES

HEBR4E R M= R BB E
H—FiaEm LFAEEIRE

WIRE
BARFETE3 %52 %.
(1) &RZ857891M5%5 LDL-C = 4.7 mmol/L;
(2)EBRk/ BEEEBIIEERAES( <4565 ),
(3)—REEHE FH HFE %A ASCVD E&
JLE FH 802 HAR AR .
J&y7 89155 LDL-C K= 3.6 mmol/L A
—RFRBPE FH HREBUOREE

SE:ASCVD: SRKRELE (LM O B RS ; LDL-C. R E R
EOMEEE FH. XEMSBEBENE. “£X" EHSELRBEM
<55%, &< 65%

FH BI06 & 5ilG RIS BT 2

HFEI HFEG  EEER

IERFESWFIERIZHIIT BT FH FES12W, AiEREZHNEM,; ERZ2HBEHT FH HI2ARARKE, BREAW I B
ER P RETREBR SN FH 2012

AA FH 83 LDL-C B#rE ™. R ASCVD K < 2.6 mmol/L; f£TEIEK ASCVD R < 1.8 mmol/L; £ElEH ASCVD R Ila B
< 1.4 mmol/L

ILEREVEFH £% ( < 18% ) LDL-C Bix{E ™. Tk ASCVD K < 3.5 mmol/L SERELMKIE= 50%; Tk Ila C
K ASCVD R < 2.6 mmol/L BEEHELEIE= 50% ; Ik ASCVD . < 1.8 mmol/L BXELEIE= 50%

B LDL-C EARE KA NMEM Z BNk R B A SMH LDL-C %Y, BIFM;THAY. BEERUHHIF. PCSK9 A
HD I3

HoFH B&aTBc& N i PCSKO #%I3. Lomitapide. Evinacumab ( E4MSE3KHHE ) I B

BATZEBAYEST LDL-C FAKRH HoFH Si=E R HeFH B%, BUBSKEON TS, EVE28 1K I

212 HeFH JLERNREHZ ( ANBT 10% ) W2BLET AR THEH X LDL-C = 4.7 mmol/L, BWESbiT I B
BYETT( = 8% ), MTEAYETT B = 4.0 mmol/L SJEES B EERINEIFI( = 104 ) 2527

S22 HoFH LENRBHIZ (REF 25/ ); HILERRERMM TXAMBESHEBEREHGFET (RTF2%5 B

) REBHEZENE (RFEFH. FTNBETF8S )\ 81 ~281X, =12% IS PCSK9 #H

Evinacumab[2537254, 256-258]

HYTHAEB T A ESMEREB ST ETNEERINER HoFH B8, IXEACMERZ Rz TATIBAES II'b C
7, EHIRE SR ASCVD 37 E T shBkil ik & N RO BT BE SR 5 7 0 200

JEFH: RiEM S B E M LDL-C: K% E 5 E BB EE:; ASCVD: shBIGEHEEL 14O M B A&, PCSKI: IR BB EARTR9;

HoFH: #&F Rkt E B ME; HeFH: & FRIZUK S E BR ME

HEmMEEREEEITRGERZRS
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EEEITESZERS (REREBHF ) T o (s
FRERAFEFRBRRFHEHN TS, PREZLLBES
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