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L sh kAR AL 400 i 45959 ( atherosclerotic cardiovascular disease, ASCVD ) SH MMM ( cardiovascular

disease, CVD )JEFREIR 2 JE R —(FEHE , (8% IR B UM A B ( low—density lipoprotein cholesterol, LDL-C ) j& ASCVD
AR TGRS R R . T TR ASCVD B AHANT EIHAg S, MASE IS, I LA T FUE N I G s Ay
WFFEIAT TR MEVERE , T MASTE BT AT th T AR LIS &35 /K-FBE ASCVD fEK: 732 RGN T 5+,
TEBAFER R I ARE, Il “IE% 7 19 LDL-C /KX ASCVD # (1 ) m s B s Wg i e . Rk, $50
BATRRZE R 2NN G, ER “lLis W PiadEm " BUCh “ RS HER 7 (LUNFRFTHE™ ). Brismi)
EFF LDL-C VE N UG T B 2288, LGRS 3 20 BARE . Mt e A Iy s T ii Beaih b, DAp A Ay T
KNGS YNRYT , WSEFIBC AR A B e A= (R ) FTER R ARG B AT R O SRR A bR oRem . B
HRA A ML EE BEAEA ar R I NR A B . Bl AR 1R IR R SE G, AT T3 = i JE 4 B,
HEPE ASCVD Biifr
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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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DA% (cardiovascular disease, CVD ) J&4>
SR L A I N 26 A i i B 1) e T S 8 M AR A
PEBR o ShIIKRAERE AL O M55 (atherosclerotic
cardiovascular disease, ASCVD) N FE [ CVD ( Uik
A AR A i AR TR 5 ) SRR I S JE R
—IFETTIR A, AR LY 40% LA B IEAEk,
FEH ASCVD [Pt AT ARSI I ™, B4 TARIE
PR

TRATIR A . AL S F I R T S 5 TR 48 58
WESE, K% B AR AR I IHAEE (low—density lipoprotein
cholesterol, LDL-C }: ASCVD HIBURMEER H % P,
BRI IR R HAD 5 A 288 171 B( apolipoprotein
B, ApoB) WINEFEE I, AFEE & Hl =M IEE N
(‘triglyceride—rich lipoprotein, TRL) M JHFRAL, LI
Jig #5 [ (a)[lipoprotein(a), Lp(a)], 25 ASCVD f)
AR A T

20 {40 5E AR AR AL O SE TR [ 1968 4F:
ST R 5 A, 1980~2000 4F R B 40% L b, H
R G R DR R B TTER o 4%, TTER SRR
SEEEE (total cholesterol, TC) /KFRIRFEAR, ALE
249", SR, BERMRRFEE R TC. LDL-C,
HI =M (triglyceride, TG ) /K3 2012 4E45 2002 4
AR TR, S IR A E BE Chigh—density
lipoprotein cholesterol, HDL-C ) I A, = 18 &
HEIRE 5% SRopg B B ks ), T Rkt i A S
WHYRIRERE | IRYTRFNE R A b THARK-
b, FE G ASCVD P TfHFFLE ETHE S, I
NEE PRI 2%

2007 TR E R DA R S T, ek
oD MW SR L ER L RA MG
ASITE 1997 4F i g S Biiaaeisl ) 1 iy ke bl
T o E B G 55 Biia e R ) Ul 2016 47
Jir 1) 58 T AR MR A 7 2 5% 2 i T T 4 R 14 52
FET, i E O MRS O FE 50 MW T K2 Dt
SHAZERL R, LiE EN ARSI Y
Bk, JUHR Y B AT A A R AT SR
454 EIBR AR TS m X AT 1 A TE ST, T
A LG SR BiiaHe R (2016 4EE1TRR ) ™, 42
TS S E R M AR A, XA R ETEN
4 1M B S5 DA B T E R R

Cr B BN LG 57 B i 6 (2016 AR B TT
Ji ) AR, TS EE P A S5 ) A 5 S
fo 7R MMERESE, #E— BB T LDL-C 5 3h ik
ok FE B A0 B DR SR OG22 s [0 25 W B BBk 5 107 R

JJg BT 245 40 i 2 11 e AL B AG S 18 R 9 (preprotein
converting enzyme subtilisin kexin 9, PCSK9 ) il
R R, AT LDL-C K F B AIK 50%~70% , 1E
7T 2K W6 9T WA Bk — b FEAR
O Il & £F (major adverse cardiovascular event,
MACE ), FHECIESE T HORIEBEFEAR LDL-C Al 47k
B2 (R0 U O AP 1O S S A I IR 56 4
R 1 22 [ A1 M B FE AT T SR AT
5 ) A 9 LDL-C 56 H bR, J0H X F
ASCVD B G B J3 8k, 50 fE AH O i 8 42 R
SRV EARUNEEE VNG i 33

T EIRE 5, B0 MEN T KLk
GRS R WWrre. B
e R kb EAhs, 2
FRERANREG L RKE N2, W CREBA AR
SEBATER (2016 4F-ETTRR ) ) #FATHR, BT
Sl R S e, AT B TH IR [ I AR A B, AR
ASCVD Biif.

R R AR MG A & K- ASCVD fE )2
BRI T, AEBAT faks R AR, w]
A “IEH " B LDL-C K-, XF ASCVD 8 (1 )&
feBEmME R ST E. i, BEBiresxZ
RIS, RER “MIERF PG "
By “MmARE IS "o A, MG SR Al K
AR AT 0T L, MR L I A TF A6 3,
AFEMAE TILEMARE NG, B ILES
ZAERE M AR E ., I, ¥R E—
] BB IT R B B A4 b L AR A RS R
(2023 4 ),

ARG W AETT R T 5 LA SR h AR R
ST MABTTHE R R HAS vk R M, S
BRT RS T IZ AR 4R W48 w5 R
BN, SO RS E T 6 N JTTH
(HEFEIT AR | SRR 2N ZE . ASCVD
SRR PEAG . BEARIGIT R B bR . FEIRIRIT Y2
AR ia s it . LB SRR A Y IR 4
) IS5 MO FER BT AR AR IR O
) R 2 T SCHERAS R FPEAN SR, 78 P 3 SCOCHR AR
P R A RS R 5 R L8 2 AT R G LR TP,
YR A1) T VAT A SR T Tl N i R AF 5 B AR BA 37 4F
TR BCR ARG, TERmE LR, ERXENSH
T 7T REBYT 2, XGRS
TESCHER RGP Rl |, R E R S8 G
TIPS AL, 48 e S e K, 2
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TRBEING BT B, 82 KE28%E
FHHLRE L.

AR B XHHHERESE ) S OUEHE SR E R
RRSEAFSC AR FE 7 12

AFEFEXHERER A 0 LFAB A

128 EESEA (8 ) —8BA A . AHSHE
BRI ERAE, HERE A

1125 A A () A RAIESE A 7 & B 7E
AR AT B E . T ads: AR, WA
i ] T R (B ) A%, N R e S
A T b 2 BRSNS . WS AN REFE e A
FCsOARL, FTHEN A,

M5 EUFSEM (8 ) —B AR (5F) G
B, FERE— ey ) AT BB AT IR TT B, AR
fiH.

AFE FE RIS BB LRIR AT

UE 48 7K SF A iE 5 55 2 500 bl AL I R 3K 56
( randomized clinical trial, RCT )8{ZS2£55047 o

WEHEZKF B iiF4 5L T 5050 RCT sl 25 AL
Xif REIFST

WEHEAKF- C: AR Z IR LA (5 ) FEF/)N
FUBOFIE . BB AR 45 1
1 MAERERITHFIE

ESRTR

| (1) LAk, PEABG AT, o |
e FE BB EY R, A AL B gk 093 A |
 BANE. |
(2) ASCVD #8 (4 )& AL R % 77 5 |
Aok ARREIK, REEE. |

20 22 80 AEAR LR, FRIE AME, 45 ILEM
HAOH, MAGKEARL R, mAgS BRI T
ij]l] [15—20]O

I ] 853 B S-S50 KPS P e AR I g 25 e i 34
F AR bR, 2018 44 [ A K0 o ™, R
> 18 % WG TC 444 4.8 mmol/L, LDL-C H
2.9 mmol/L, TG & 1.7 mmol/L, 5 2002 4, 2010 4,
2015 AEEAT I 4 E MR A AR M B AR L, 4535
I B A3 -2 K2 B S T e 1 — Tk 3R
(A7 5 4 BR 200 A~ E R HFE S R U, 1980 48,
HE N TC A = % B s R R R (4 HDL-C)
ST I K- F A BREAR I e 2 51, B B AT 74
J7 B 585 1 2018 4F,  Hh [ LA ) TC F14E HDL-C

4 247 7K S ) 38 31 sl ) T — 28y [ R A1
Ko TR, L AR A4 G 7K P 2 T
P ALRLEME DAL AR S a2 s ),
2014 4F 6~18 & JLEFH /DAEM MG TC. LDL-C FIE
HDL~C 7K 43514 4.3 mmol/L . 2.4 mmol/L F12.8
mmol/L, #¢ 10 ARG E FFt. A i AB 5 EE K SF-
(T T AT 53k 2010~2030 4F F [0 1M /25 S 4244
gy 920 J3 5 Y, 3 il eI AR [ EESE 35 7K 1
YRS Tt TR E ASCVD FiR i 2 H AT

Hh LG S RO 3 AR — B R 3L
K 15202000018 A4 [E R A SR B R, = 18
% LG S5 BB R R 35.6%", 15 2015 4E4
] 915 114 I A S RO R A H AR SRAT i B 5
tE TC M (TC = 6.2 mmol/L ) AR A iy
B P 5 2015 4E A9 BCHE AR H, 2018 4F 5 TC IfiL
FEAE IS PR AL AP 2 R I 1 A5 (N 4.9% 14 % 8.2% ),
f# LDL-C IUAE R R BAFeE B TF, 2018 4E= 18 &
W LDL-C = 4.1 mmol/L 4 Fb 5] 4y 8.0%, i 2010
AEFN 2015 4E = 18 5 A LDL-C = 4.1 mmol/L [ L
15510 5.6% A1 7.29"> ", TR L M S ER
1 TC IMUAE B Rt B B 7k Y0 2012 A4l 7 4>
BB, HET 6~17 2 LEME S FTEE D
R P 5.49% LB A TC MAE(TC > 5.2
mmol/L ), # 10 4EFTHE 2 1.5 %, JL#EF & TG Ml
I HDL~C L5 D) 58 ki D, o

PERIA AT ASCVD BEE XS LG 55 I AT
TRIT A TR E ASCVD — R Fipi . — 2% T B
B TR . 2012~2015 AE AT TR A o, P
= 35 % BT LG S5 B BB R 161%™, X
T ASCVD & ABEFI ASCVD H 3%, BiAE A4
e PR AR [ R 25 ) IR YT 38R0 LDL-C AIkpRE . 75—
A7) ASCVD = fa NHEH, B 2590 697 %
1N 5.5%; 7EE B ASCVD AREh, BRI 25 W06
J7 RN 14.5%, LDL-C kR FAL N 6.8%"" . LAk,
164 [6 246 5% 1 B 19 104 516 4] 21k 5 ok 25 4 1E
(‘acute coronary syndrome, ACS fF B &, R H (i
o 1 2 kR AR R AR O 10 5505 KR A M A B e )
LR IGH ) P AREIET T R P, 75.1% BE
M e, ABER LDL-C iAF5r%( < 1.4 mmol/L )
XN 6.6%; FEEA M BEAL 5 B B HE Y, 95.1%
() EE R BE B AN 2 2 AT T R W B 2R T o e —
T 9 944 A FE 1 P S0 R It e i 2 H R ] L
A BIR A ASCVD BE W BE DT OF 7 428 2, Hr
ASCVD & 26% N fa B, LDL-C kbR
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AR 13%. Htar 0L, F K0 AR 3 AR i
(EFIEE
2 MiES5EER
EhiEn ,
(1) 55 B Inte 60 foflg o 2% L3602 |
| EBA TG,
| (2) foife b 2B BiAe TG 2R ALTIRES |
¥, GIEILEME (chylomicron, CM ), #RAKLE E
fig%& @ (very low—density lipoprotein, VLDL ), " Id]
Z Mg A (intermediate—density lipoprotein, IDL ).

BB IR R A M N Th At

&5 i % & (low—density lipoprotein, LDL ), &%
 JER§% & (highdensity lipoprotein, HDL )} Lp@),

MG R M P IR R . TG MIZEAE (anwiAs )
SEMEFR, I PR DR G 1 I A 3= 2 2 IR [ A
TG. IMARAE TR, DS HRAE AR, RIS
M (apoprotein, Apo), Z5HIEMIEEAA BRI T
M, sk 2 AL

&% 4424 CM \VLDL . IDL .LDL #l HDL. Itt4h,
A —MIRE PR Lp(a). NEHEEMWERAE, £
BENAY . RIEAIRE LR 1.

A B BHiZ I%H‘aﬁ)ﬁﬁkﬁw( % ) : HiEES e S
(g/ml) (nm) TG FEEE:ES B PEEEE T Hith
CM <0950 80~100 90~95  2~4 2~6 1 B48 Al. A2. A4 A5 INBER B R H TG F0RE E B )\ i
TEHAALR
VLDL 0.950~1.006 30~80 50~65 8~14 12~16 4~7 B100 A1, C2. C3. E. HBfBASAL HERRM TG EANEHELR, Zhs
AB By /K R J5 B RO &5 RS PR ER
IDL  1.006~1.019 25~30 25~40 20~35 16~24 7~11 B100 C2. C3. E VLDL t TG £B5Bg/K /& LDL Bk, #MHERFAFRIS
RIS
LDL  1.019~1.063 20~25 4~6 34~35 22~26 6~15 B100 = VIDLAOIDL TG A FEEENFEZEHK, K LDL 2K
BEBE/K RIS AL NS oNE A LIREFIR A
HDL 1.063~1.210 8~13 7 10~20 55 5 Al A2, C3. E. M FZERRNBE RHABBEEMINEAABE, iz
A FIB (&8 = AR s E AR 1R
Lp(a) 1.055~1.085 25~30 4~8 35~46 17~24 6~9 Apola) B100 7ERFRE S AT M Apola)  ThAEM A= 455
WIS LDL
FERHNEED
JE:.CM: FLEESSA; VLDL.: HRIKZEEE S IDL. PEIZRERES LDL: RZFEEES HDL: SZEEES Lpl): f5EA (a); Apola): HAEE S (a);TG: Hl

=8, - &

2.1 FLEERRL

CM H/MzA B, 2 I SR KRR &
WA, EERSE TG, IEW ASME 12 h 5k
M, IMyEH TG CM. B DL R BRI
Wb S AR CM B, RSN IR M, FRo “F
JBEIML”
2.2 AR AR

VLDL I AFEE AL, H TG & 8205 50%~65%,
5 CM —Z5 /K TRL. HF VLDL 4>F b CM /],
TG IEH B, 25/ 12 h B E =B, 245518 1M
5 TG /K> 3.4 mmol/L B, IMiELEFARNEFEE
TR
23 R EREN

LDL (i VLDL ¥4k 12k, LDL A 25 7% 50%
B4 JEL [T, L P L P R e 2 IR AR T, i
PR E S IREREAREE . BT LDL ki), BPff
LDL-C MM BEAR Sy, I A2

LDL HH Apo 95% LA A ApoB100. LDL ¥R
Az 2SR AL, KRZHCUDL i i A4 A
JFANAZUY LDL 244 ( LDL receptor, LDLR ) #4743
fif A . LDL 78 sl ks A4k 19 A= R e iR
KHAEM . MAh, AR L A A RER)
255 B LDL BURL A AE — 5 B e Btk . AR Uk,
KINFIE E R R[], ADKE LDL 43 A 6] A7 2H ),
AL HE RS . Ho ] 2 K /N 2% 19 LDL ((small dense
low—density lipoprotein, sdLDL ), J&5# 0] GEHA H i
(A ECSh Bk kAR RE AL A 1 R 220,

2.4 HEEIREN

HDL F2 %t FFIEFV NS 8, R0k /N i
EH, HARBCRE A B L4 —F . HDL
H ) Apo UL ApoAl A 3. HDL L J& —2& 5 i 4 Jg
EEL AL A FNEAE S o X 48 HDL EZH 7 AR |
WRRE L UKL/ L H T FIT Sl K ok A R AR e 5
T AT
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2.5 JREH (a)

Lp(a) H1 LDL #£ 35 K7 1 Apo(a) 41 5%, W # LA
TN G, Lp) AR BEMEZSME, BT
Apo(a) K55 K AR —. Lp(a) 5 LDL AR, AHE
VLDL % Abiiizk, dARes b g Er, &—
AT 1 R A BRI BR 2R

HAl, 4KZE98FF Lp(a) & ASCVD FlE5
Flb: 3= Sh BRI AR B ST SE RG22
2.6 o HIM=ERIREN

TRL £ &% CM 5 VLDL, TG ¥ & F & . ApoB
& TRL I FE ML E M. A ApoB100 [ VLDL
m BFE A )R, nT B A B VDL 5% k2, IDL Al
LDL. A ApoB48 1) CM Hi/NMa G i, HARBKR,
AR CM BREL

TRL K HF% ok 5 ASCVD UG AH G, 7848 At
TTRZWNAIT I ATEF, TRL 52FE LDL-C LIZRMY

R AH OGO LA TR A KU (R I 3 22—, Rl o
FEIR TR AR PR R 2 4 10,

3 mAsHMIE

EORR

| (1) 1 /& o i 40 69 3 LR B 6,46 TC. |
' TG. LDL-C #= HDL-C;ApoAl. ApoB. Lp(a) |
 FOAMAM S REREHARIFEMAR |
. (2) HDL-C T A RIF, LHAEE |
ELTESs ER ‘

I PR b o A A4S 00 H B 35 H A TCL TG
LDL-C A1 HDL-C, FH TC 2 HDL-C, BpnJ3k
134 HDL-C, e i se . =g 2 KRB b
W FFJ& T ApoAl. ApoB. Lp(a) &l ", 4k,
TR or AT S B B AT iE AT sdLDL-C . Jig 8 11 kL
SO A A3 48R, I R A (e H 25 52 31 ¢
‘B‘E [38—40]O
3.1 B IR

TC & F8 I ¥ H 45 Mg 25 1 0T 2 M s 2 6 R
S TC KA R E R R A

(1) RS PER  TC AKSEF bR s i w3
2 70 Z Ja A EFHESCH BT R, LT
BVE, VLS TC KA RIAER 5 v

(2) REW: KIS ARERE ., S g R
PR TC 5 o

(3) WAERZE: 5he8E AR CET 2 Ak
RUEHEZAE, & TC B T ) 2R A

25 B Ak 23 IR bR AR ¥ 0] B TC ki, 45
TG 25 5] B
3.2 Hih =5

TG BrZ e N R mIL, JaRHEZRAHE
S, IR SR AR MBI AR TE SR Ak
IBBNEE MK TG KRN S5 AN AR S350
[F]—AMAH TG ZKP-32 AR B RIS [R] B (1] 55 K 25 1 52
Wiy, i [ — AN ATE Z2 R E I, TG i AT REA 8k
255 B B M TG KT B 5 B 25 43
TG TS, BJG TG K FARn 35 (£90.3
mmol/L.) ; ZIEZS M 1MIE TG = 4.52 mmol/L, M|FFRK
FE25 JEARASUEA T M BEAS I DATEAY TG e i 1,
3.3 IR N A 1 I

LDL §5ir o BH & B 5 b 29 4 50%, LDL-C ik
JE AR R S B I % LDL ORI F- o 520 TC [ K2R
] B L 7] 2 ) LDL-C /K- F F Friedewald 2 3X
( LDL-C=TC—HDL-C—TG/2.2 ) ] H#E144 LDL-C,
JE PR F R ) LDL-C W 5E )ik, HRiies
ZEZMH Y, HX TG = 4.52 mmol/L 5 4t 5
R EE FAURE AR AR, B FH 0 v A D0 I 355
LDL~C 7K B2 Sy 2 3% 1 B il 2 LDL-C
E/‘J jﬁgﬁb—g [37—38‘42]O
3.4 e AR I

HDL-C =R 8 32 A IR iy sg . ™ E10
FARFH, PEBE M TC B B %, HDL-C 1%
o MEE#E HDL-C 2Rk, WXHnl{# HDL-C
B BEDRIA . 48 I £b 45 5 g R 25 T £ A 1%
HDL-C. & TG IfiUAE &35 AL HDL-C. Tiiz
Al f# HDL-C 3 o

HDL A [ i b e, i H A 2l ke
LR & R R A i, [R1EE T f i HDL /KF-, 3l
FAHOL T ML HDL-C /KF-5 ASCVD &% AU £ £
*ﬁa\é [37-38, 43]O
3.5 Al B M A 1 R [T

4k HDL~C J2&48 i & HB% HDL DASM A IS 2 1
Fr g AR RE R SR, 424G VLDL, IDL., LDL F1 Lp(a)
W R . JE HDL-C AR T %7 ApoB B & H
kL IE R A A R, TR : JE HDL-C=
TC—HDL-C. Epr_E#55 mAg+E rE & iCH- A HDL-C
YER ASCVD — TS5 FN G i BJ5 1 o 2 H A 21,
3.6 #ARHE AL

1 A ApoA1 K-V 245 1.20~1.60 o/ LGN,
Emg T B M. ApoAl J& HDL Uk: % = 8 11 i
WA (4905 65%~75% ), AR E F1H ApoAl H
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D I LAILTE ApoAl A] DLz B HDL fUki K-, 5
HDL-C 5B 8 1E ARG, Bl PR SC R AR, B,
ABE LN F TR TG MUAE 8% HDL-C FE R R A,
{H ApoAl A—EAK, [FBIE ApoAl 5 HDL-C A
BT AR2 W
3.7 BJREN B

IEH ABEH I ApoB 7E 0.80~1.10 /L yE N .
iE % 4% 50 F, & — 4 LDL, IDL. VLDL il Lp(a)
WKL 24 5 14 T ApoB. ApoB A ApoB48 FlI
ApoB100 BiFINE S, RiH FEAEET CM H, J5#&
FEAFAET LDL o BREFFRUCEASN , I PR R
) ApoB i H 5 Y& ApoB100.

I3 ApoB 3 % Fz e LDL ki /K °F-, 5 1M i
LDL-C 7K A 3 IEAHSE , 9255 A e A 7 SARHRL 9,
TERBERCR, AnE TG MUEERT, T TRL R 5%k
sdLDL ki 22, It ApoB 25 2 i 1 A [ A 25 4
FEXTAEE /D, AT 3 LDL-C A BN S, HLIM
ApoB /KIS RIS “iE ApoB IfiLAE ", P, ApoB
55 LDL-C [RIBINE A R TR ASCVD XU H1T
3.8 55 (a)

I Lp(a) MR =2 5854 ¢, IEH AREH
Lp(a) 7KV B A A5 534, H AT Ml R i 22 55
i LA 300 mg/L YT, T IR ASCVD XL
B 1 i BTN, Lp(a) T b0 L Rt A A v
AMEMAE GG . TR S0 B A S S A0 3 ol ks
LML G N E . A, Lpa) M E S LT £
FhRAES IV . BIRLR AL . BRI B . W IR AR
FA: KR o

Apo(a) HA B Z8M:, RF Apo(a) FAAIA
S FRAR, SECARR Lpa) K05 545 21 16 25 1
ARG 2 L5 REAAT nmol/L 5 mg/L Wi,
R AT DL B sl e 4 5+,

3.9 /INIT 2 AR 2% B TR 2 1A L 15 i 2 1 R % T
4y

sdLDL % 1A Jy & LDL 42 3F 3l Ik o8 ¥ 58 1k %
AL BB EEWAR, IEH AR INE sdLDL-C
Z 1t 0.2~1.4 mmol/L JE[H N, sdLDL-C il & A B T
ASCVD JRUS A SR 3 Ja 7™ Fh R 5 114 A iy %91

ULk, SR FHHT R IR B E 80 % B0 i R 0
REILHR DTS A, IR A A TE & 14 4 R
i W i 5 ORI VR B, T REJEPEAN ASCVD 1 fig
HESETR 4 XU i B - B 1% #2479

A5 A IT H 00 5 H50 (1) 22308 B 44 ) R bR
mmol/L, (8{ /L), PR EH5E K me/dl, HANH

A RN

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 TSI 285 T A A 1 52 2 R R B, R
Fa G R RS ARSHIN VEESR A TG RAS I 1A C B o
4 FHRRIGEEREL MO I B s kB T

BEIRT

(1) ASCVD BRI 452 o i T Hk R |
ROES R
() EBERRMATREABKMAIN T E
|G P EAA ASCVD ¥R Kk R4 AR
B AT |
- (3)#< 55 % H ASCVD 10 F Rk F o4 |
T AT AR A RIS §
(4) ASCVD 10 # R F £ B4 A RBFR
BFBAGAR, BEESELREHEE AL
T, f

K WL 2% P U 9 R I IR 32 39 ik 5% LDL-C 2
ASCVD 1) Eloms b fa 6 IR 2R W70, SRf, Ak R R
ASCVD JRUS 1 AR U T LDL-C K fik, if
W RN EAE AR AS S HA ASCVD & 28
(8 H AACE B0 BT LDL-C K-S AR A A A
1A, HABEBA T B2 T8 ASCVD B AU 1778 1
BES, ZNERREDER R R n] g R
ASCVD M RMARRES . IEAh, X4k ASCVD 1y
B, oo m A SRR &R R IR R R R
i (B ) mfambrerEhlmg . R s
B E, AT AT B R A XU Y, RCT &
ZRUE S KBS A7 1 ASCVD H i MR AL % LDL-C 36
Jr R es I Y R, X R4 ASCVD
(1 G N E— 2 T KU PEA AN IR 58 36T
T, PR AR, e R B . OIS X
THR ASCVD & HE i) — G Filbly, b & eless ASCVD
T I 2, AR ASCVD SR RS AU
B T AR 5 S BRI IR T IR, AT
i DR B 24 A %ok £ 38 XU KTl 8 A I 25 B iR T
AR, IR RRR B FEARE ASCVD AR, [A]
36 Gl B YA T 1 U R FE T

HET, [ A& A LG S B 16 S48 R 1
Bt NI A0 FE ASCVD &9 B A XU (16 Ak 5 12
TSGR 43 2 b 1 2717 ol Jl N Tt g S By
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IRTERE (2016 AFEITRR )VHsRIE : HKHE ASCVD A
JRUIE: SR AN [i) 58 2 S5 it 2 1M B S 5 7 3 AR A% 0
WS, ASCVD A RUBS: PEAL 2 LG 53 VAT T ULk 1
FEfth, HEFRR R I TR A A 58 £ 57 1
“ASCVD A& KU PFAik g R 1] 27 7 XU TP A
Gy ARWAEITE CH ES LG S 5 B iR 45
(2016 AEAETITH )% ASCVD XU PEAS HE R Y Y 5L

2016 RHe rE A XU PP TRAREA T 1 88 (1) 22
SBAT ASCVD 73289 — 25 T )5 Al — e il P2 10 5( 2)
TEC A ASCVD 1 g #i iy N A v gk — 22 &) 43 Y
M ) B fER 432 25 2L (3 )TE M JE ASCVD
M —ZFis NRE, 3G R B RS ( chronic kidney
disease, CKD ) 3~4 HI/E A B H:A R & & 19 =P
hz— "1,

fifi b, 255G RO IR A E AN AR R SRR, X ASCVD SRR 1
ASCVD
|
— B — B
v v

BERAR. 4= 2 X/=E ASCVD £4
H k£ 1R=EASCYD B, BEHF
=2 0 SERER

HETIEREMSE, TEREIIASRAR, £FE#HTT 10 £ ASCVD
IR BT -
(1) LDL-C = 4.9 mmol/L 5 TC = 7.2 mmol/L;

(2) BIRIREE( Fb=40% );
(3) CKD 3~4 #f

=& ASCVD =1,
(1) IEEAACS fR 2 ( < 1 £ ) ;
(2) BRAE O BESESR 52 ( B B3R ACS IS );

l

EEE, ¥ 10 F ASCVD &imfElk

(3) BRI PER Ao S - BB EEKFESE (mmol/L)

(@) HERGNBEE M ERE, EEEREME ﬁﬁ(l)% 3.1 < TC<4.1 4.1 <TC<5.2 52 < TC<7.2
BENEE 5 1.8 < LDL-C<2.6|5,2.6 < LDL-C<3.4|53.4 < LDL-C<4.9

|0~ K7E (<5%) K78 (<5%) K7E (<5%)
BRBREE. ﬂ’fl; 2| 1R (<5%) {12 (<5%)

(1) LDL-C < 1.8 mmol/L, BR &4 =& 3 /& (<5%)
ASCVD 5t 0 &S (<5%) EfE (<5%) RSE (<5%)

(2 BEBiAE(BE<56%, £<65% ) 5= | 1 K5 (<5%) _

(3) R I 14 = A B B3 (i fiE st & 4 LDL-C mE | o _
= 4.9 mmol/L; 3

l 10 £ ASCVD KimfElehh e BFie <65 &, FbRERK

EFNTEE2MNRUEBRERSE, EX A ASCYD 5B AR:
(1) We4sE = 160 mmHg s4F3KE = 100 mmHg;

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

REEARF: THEHESBIVENHEM ASCVD
BE

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

(5) SR

SE:ASCVD: FBKSRREEBAL 14 I & s ; ACS: BMBRKG AL, LDL-C. RZESE B ERS,; CABG. TIRFNBREBBHEAR,
PCl. RN NETT;TC. BEEE, CKD.: 84 B, HDL-C. % EEEaBEEE  BMI. {AE15%, 1 mmHg=0.133 kPa,
R EZENKEAFRIKE,  BREZBFERE. K HDL-C. Fib= 45/565 % (B /&M ), < 40 ZHWERFBEEBEERERHE

SRR ABHER B 5

thE R A ASCVD B & H R KT RIZE

e, HWBIEE A ASCVD ¥4 h — 2% Wi il
— RIS IL. FEC 2 W ASCVD Y ABEF, #F

KA = 2 W ASCVD H ik A 1 0™
ASCVD Fiff, HEIF= 2 kR E i m
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fE NI, HAth ASCVD BE I AR & e A, FEr T
ASCVD [ ABER, AR 3 A&z —&, HiE
GIRESENEE, AFFEEFIET ASCVD 10 4 A& XU
PEfti:(1) LDL-C = 4.9 mmol/L 5§, TC = 7.2 mmol/L;

(2) Fly = 40 2 BRI (3) CKD 3~4 H, A
HALLE 3 PSSR (38 < 40 27 IH o 2B
H ), HHEIRETTLEEIGRITH, N T A 10
AFE[A] ASCVD a4 &9 RURS O TRA - #2 B8 LDL-C.
JC e I K FoAth ASCVD fi iz PR 284~ i53 ik 21 il
&, 10 4ER IR < 5%. 5%~9% Fl= 10% 43
S AR SE . fE RS fE. XFF ASCVD 10 4%
g VRS A S B, WRAE RS < 55 %, NIFR i
17 ASCVD 42 A KRS i PE Al . B DL AR & 2 A8

ASCVD R 538 5

DL GRS R R ASCVD 424 U A i (1) Wi
J£= 160 mmHg ( 1 mmHg=0.133 kPa ) 5i&F5kE= 100
mmHg;(2)4F HDL-C = 5.2 mmol/L;( 3 )HDL-C < 1.0
mmol/L;( 4 R FEE= 28 kg/m*;( 5 ) WA .

TS UL IR, FEImMIRSS T, B8 158
PRAGOLAT BB I A%, Rl xs T XU PPAk 45 51
HfE e, A ST T 2R 2R YT A I XE LU
JE o IXAME LT AT 2% 845G ASCVD XS iR R R (3
2), BAEGIA 2 U 3G 5 D5 22 B B 40T [ e 5 1
AEFR, IEAR,  BE AU LA 225 5T R E LS
TF 5% BfF 2 00 507 A o M L 5 PR Ay T2 L B %91,
XU EA T 783 e, 7675 R R I A R4
2 R it o ) I B U )

78 AE
ERERERE RIRF XIS = 100 AU
BERAABAID B> 0.9 mm R ERHBIBHEER
B/ B mEEH < 0.9
EUERE. 08ES, + R, (Re) 8E> 38mV, RBEOHERECEREES > 100105 g/m ( Bt/ it ),
NEEFBEE= 11 mm'*®
MBEEYIREY 3£ HDL-C = 4.9 mmol/L'**%
ApoB = 1.3 g/L'***"
Lp(a) = 500 mg/L"****
TG = 2.3 mmol/L"7"?
B CRNEB= 2.0 mg/L= ™
HiEE FERESUBESRAERE T B0 MEARRIRSE | HFSE < 55/65 Z( B/ kit ) 100 %

7E:ASCVD: EhBSREEEE(L ML MERS ; IF HDL-C. FsBEiEEAER  ApoB: #H5EA B:Lp): lEEA(a);TG: HB=H

5 MBS &IEK TSIz

EHIETR |
. (1) LDL-C # A% R F{Li& | T ASCVD & |
R AR A AR |
C(2) EWEARER T H M EH LDL-C 34K |
P BB AR ASCVD Bk LR R,

R AT PR, 5 ASCVD & fi XU 42

PR O 2R ELAE A I K B 29697 8 A %) I I 8 s S
LDL-C. %I ASCVD XU AR AB#E, LDL-C A&k
IKEFTH B B IR EAR TR, 3 BhERAS 2590367 1Y
LDL-C 7K1 LDL-C 3697 Bbste e A "2
FriE = 18 & KRSk ASCVD AIKfE AHE ",
I, 2350 T IE T ASCVD I i AR A0 3= 5 1 i
RS haiE, A BT 55 A SURA AT IS /K-F-
AIANHL, FHAE HDL-C F Lp(a) ZEIG PRSZ A 1 1
FAARWE N, HAEKESHE B TE 3 .

s E ASCVD —ZHiBH R B AR £ EMARIEFNS 2inn

S TC (mmol/L) LDL-C (mmol/L) ~ HDL-C (mmol/L) TG (mmol/L) 3E HDL-C (mmol/L) Lp(a) (mg/L)
FAEKTE - <26 - - <34 -
BIEKIE <52 <34 - <17 < 4.1 < 300
&S =52H<62 =34 H< 41 - =17H<23 =>41H<49 -
b= =6.2 =41 - =23 =49 = 300
FEAR - - < 1.0 - - -

E:ASCVD . shEXSERFEE MO MEZAR; TC. SABEEE; LDL-C. R&EAEEOMEDR HOL-C. SBEREEBER;TG: Hil=H; Lp):
BEEO(a) " SETRENET ASCVD —EHBRBAR, RPFIBERTFMAIZE 12 h WENMEEKRF, - £
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6 MAERHE %

BEoRR |
 ARERAEASRRELE, FANARASE
Al R ETAY, R ERMRI RS K. |

ML S 30 95 LT IR [ B (B ) TG /K-
ThiE, AEFREIRMAE . SEPR bl 5 iz 45 64
ik HDL-C IMUAETE N 25 Fh LG 50 o 23 2840 %%,
B A D 23 S A R 23 28 AT, 5 S FH 8 2 i
J—‘)I—iﬁgg (41, 74—75]0
6.1 IfiLJIE 55 5 328
6.1.1 JsURMECBAEE iS5

Ji A I A S A TG AT g R IR S Y
AENER, s, 4%, FrESun s . 5
RAEMAR S KZ 2t T8 —JE R s 2 Ak [N 58 78
gk, HAZFGRRENE, AU RRsE N, Rl
SRR SRR SR, WK b XORR A s A4 1 B K i
PER AR ILAE o

G = A E RS MAE ( familial hypercholesterolemia,
FH) J& T H R IR o g (0 A 35 A% 1 I [ e £ R S
W, ZohBYEEE, RYEsHEFEL. BETAAE

FEEMRE ) IEEARBHEXER

FH 805 5L A 3s 3 A~ @A A LN . LDLR . ApoB.,
PCSK9;1 ™[kt f£ 3L [N . LDLR #7481 1 (LDL
receptor adaptor protein 1, LDLRAPI ), = 90% [
FH 358 LDLR BUm PR, HIK A ApoB #(
SRR, EEE T E FH B el s U0 B
TP AR AR, ok N, iES
HREEEN 1, EHHARRRIR I . DR A
AR IFEBE IS S5 A 3k -5 ApoE 585\ 1T g
Y FH & RtHE 7,

FH & A #A] 43 Sk 2% 4 1 FH (heterozygous
FH, HeFH), 4 4 F % FH (homozygous FH,
HoFH ). B & 24 TRIANE A T8 FH 4 Fh2Em
Pl HeFH 3 £ UL, Al HeFH £ % % 1/250~1/200
HoFH 4 1/ (16 71 ~32 71 ). T FH & M H AL
AbF & I LDL-C K2 #R A, Frldl ASCVD X
6 1 S 4t e 17

FWGE MR TG 1A i 5 — L R 58 A8 pr sk, i
HEZH TG AR E 1 IERE (lipoprotein lipase,
LPL) 8{ ApoC2 B}, ApoAS SERZAF S5 ™, KIH
FRE TG IMAE (TG > 10 mmol/L ), HEHRLA N
17100 J7 . $H RS TG IR F HAT 24 3L R 5848
FebE ™Y (£ 4),

ES SRR & BR HKms X REE BN
HeFH 1/250~1/200 LDLR. ApoB. PCSK9 LDL-C 1
HoFH 1/320 000~1/160 000 LDLR. ApoB. PCSK9. LDLRAP1 LDL-C 1 1
RE R RS S MLE 1/200~1/100 FHEFET 1 + BHERE LDL-C 1, VLDL-C 1, ApoB 1
RXEMFE B- EEOME 1/5 000 ApoE IDL 0 VLDL Zkz (BVLDL) 1 1
RIEMIEE B ASEE TR iE 2/1 000 000 LPL. ApoC2. ApoA5. GPIHBP1. LMF1 FLEEMRIAD VLDL-C T 1
( RIEM IR EAE )
FERFK L o BEEME ) 1/1 000 000 ABCA1 HDL-C | |
Kl LCAT SR 1/1 000 000 LCAT HDL-C |

E HeFH. & FRI KM SBEBEMA ; HoFH . 48 FR KM S EEZMAE LCAT. VBB BB BRI E &%, LDLR. REEREOZIKL,
Apo: HAEEH ;PCSK9: RIE BRI EASER 9;LDLRAPT . RZEIECOZRMEEES 1;LPL. I8 BEEs, GPIHBPT . bR BHES
ZEREASEEED 1, LMF. BEHBERART 1,ABCAT. —HBRHEEEHEA A1, LDL-C. (RBEFECER;VIDL-C. HRZEEES
BEER; IDL: PEIZEREES,VLDL. XZEREE S, pVLDL: B MIEZEEES HDL-C. R EEECEER

6.1.2 ZRANE(HAFIE LG

2R I S R A S UL i SR
A AU O AR B R G LRI S
U | ASEERREAR R DL S 2 5 R A L S
2k i B SRS A P I S R RT RE 7 AR AR AR
HUYEE O

e BB 5 VR AR A PR R LT e ) P £ Rl 5 e
HEL T it A SF-g , EOR S i RT EOR TG AR, 24
Yral 5 Ak A VR MG S, AR BRR . MERGR

HEWTR . PR BUMARZSY) . AT N R A R I T
I P AN e s IR

7| S ML S OB AT . RO .
JREREAE . HURBRINREIGRAE . & DhAERE M . P
P REVELLBERAE . B RBUE . B R . IR
WIZE4RAE . APENPIbG . ZREIN LRGN
6.2 I 5l AR 7026

M RE A, U 57 m] 347 167 2 gl R

BHR(FES ).
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Mg MRS %

A TC TG HDL-C Y F WHO F & @
= TC MyE e - - Il a

= TG M ) - (V|
SRETE AR IMmAE e e - by Mo IVeV
1 HDL-C m#E - - P& -

JE.TC. BREEEE;TG. HiB=# ;HDL-C.

7 MAETHE
BAERR g
(1) s fig 4l 2 & I oo i 5 % 345 |

 ASCVD Rl #5737 0% 8 Sl :
| (2) fofig i & R 3% 3 S F o F- Al ik o |
g R A A X |
| (3) oo fis ol 69 97 F B4R 4B 4 # . ASCVD |
R 5 A 69 5 B |

I S8 ARG, 1 T AR 5 R Py 7 il 55 gt Bl
ARG LIRS H ot A S 5 W ot g 7K PR Ak R T
i ASCVD RXUES I 30 50t ASCVD By 4 it 11 B 22
R, FRORFRE 48 I o BRI AL 4 HLAS M s
R g 2544, AR I S5 (AR HH R AT e 2R
B B LGS0 BOAS: HE SRR R 1) = 2 e s
(1) $ i AN LA A6 I 22 P 5 (2)
38 0w B BT IR 55 TP R kA2 3 B 436 A% ot A B
2x3(3) S ERRE AR AR 555 ARSI 1 A 3 FUAG A
H ;(4) K JLEAE DA M AR A/NE | )
G NE SN ke BT S N

I A AR A 3 AR I FE PR AN R (1) < 40
B NAE N AE 2~5 AR VEAT 1 ORISR I ( f 4 TC
LDL-C, HDL-C FI TG ), = 40 % §i4E N\ f4E % /b
AT 17k ®5(2) ASCVD & fa ABE (301 ASCVD
SRR A ) AR AR B A TSR AT
MASKEI 5 ( 3) 76 Fad ABEEZ AR R, 1 2=
AIHE 1R Lp(a) BASIN "> %504 ) i AEASIN Rz 51 A
AN )RR R ARG G R I H 5(5) FH SEUE
f— RN 205 JE 34 N A T IS O A, 30 FH A

I BERS A Y E XS (1) 45 ASCVD Ji s .
(2 )fFEZ T ASCVD fEls 2 (AN M . BEIRI
R . R DRI ARE. (3R % CVD Kiksi# (48
B H R EIRAE 55 P RE Lt H R R
65 Z i ASCVD ), s0A M SR ILAE B & . (4)
iz IR m U #0055

BREREOBEEE, - T

8 IMAsHE AR
e 5

| (1) LDL-C % B #% ASCVD #) % & F i de |
| %, 3 HDL-C A REF ek,
| (2) #AB/A R85 ASCVD R e 4 % A48 51 89 |
| LDL-C A3 HDL—C A ##+4i.
| (3) # o9 4 % 7 XA BALIDL-C & 3 |
 HDL-C # &,
(4) B LDL-C %57 AP S A FRITESY
AT |
| (5) #iT £ 2% 57 J6 LDL-C KA ARAT & |
| % B RR A2 B B RORCH ) F A= ( 3L PCSKO 3l |
| (6) HiTEBHEF BTG I &K & |
L ASCVD & H T & & 4 E =+ 8 R K s
(eicosapentaenoic acid, EPA) 54 E -3 SR
B B AR ASCYD R |
8.1 [fLfiE T T i S B

PR b, 5 i G MR RER . WA Bife
ORI R T AT, B I A Y T
P A BT P A S TR ( R 6),

Mg F B RSN

HEERW LR IHESER

LDL-C 24 ASCVD K& T ek & T 1970 % I A

JEHDL-C fEAERB. RIFLEEML. 5 TG, RIK I B
LDL-C 83 ASCVD Rf& T Hik e #-%)

ApoB fE A #E R fm. R E & M. 5 TG, MK Il a C
LDL-C #3% ASCVD K& Tt R s %

= TG £ LDL-C iA#5/5 ASCVD S B & 15 Il a B
*/7_—\ 11, 87-88]

2 Lpla) 60 ASCVD =5 B & M S Eigfs Il a C

T HDL-C feh THisE A 1] A

$%:LDL-C. R AR SABER; ASCVD: SBRSSRREILIE L I SRS
HDL-C: 5% EREEBEERE, ApoB: HAEEB B, TG: HB=E, Lp@). iEE
B(a)
8.1.1 LDL-C: 77 ZRA&NGH &

PEAL ASCVD KU 19 & B0 I I8 48 #1 £ 45 TC.,
LDL-C. HDL-C F1 TG, 7E4 K ZE % Ng T Wt
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H, 2R A LDL-C A A WS REIE RR 5 ASCVD AL
B TR OC R MR AR, 2543 B /R LDL-C REFEAIX
1 mmol/L, ASCVD ZF/FRAK 209%~23%"% i,
o R 2B SR sl b X1 I AR B e 4R LDL-C
VERBERIRIAYT 2 AR
8.1.2 ) HDL-C: VR

FI A % ApoB 11 i 25 1 J0kr #8 5 A W 7 25 sh ik
SERERE LA A, € TRL HL @38 g oL, s
TG IAFE HEIRE ACHZREAE JEHE AR LDL-C 4%,
LDL-C fE & % H A A7 76 — & 19y BRAE, T Ak
HDL-C -3 450 2 sl ks R AL A5 3 1 0k H i) H
. AHFIEIESE, NS R i T R AY0IT
9}t HDL-C %% LDL~C fig 8 i3 10 ASCVD KU %),
AR T 225 Wt 5 T O R BE g H bR & LDL-C,
VT A2 nl i B AR TG R HDL-C, ZEARTT
KUY ZEZE TR R B, ASCVD FFARIRE
it HDL-C R B i AH DG M8 5 LDL-C FEAIR A A
KPEH A, Ak, 3 HDL-C A5/ BA, H45 FfaE,
% TG W h MR JF 2 mid /N, JE HDL-C @A 1E R
TG BT . BRI . ACHEEAIE . IR
fik LDL-C S8Rk ARERIFENE B xR .
8.1.3 HAth i K A BRAE b

(1) ApoB: AR KN, A Esh ks # i
FEREEE TR & — A0 F ApoB. Rk, Hhi Lifif
. ApoB £l i B VA S WSSk ik o A 1 AL 2R
PR R . A BP9 3278, ApoB %% LDL-C 5{
4l HDL-C R B 47 i ASCVD XU ™%, (5 H #ij
ApoB g 1 AAES, R BLAS AR B, HLAH G
Il R T WA RO IEIE B =, TR EAE AR IR . AR
LEAAE . & TG, WK LDL-C % ASCVD KU T
TR VR B A 55

(2) TG: /& ASCVD WfER N ZE, faks )zt
WA ASCVD KUK 55 11 fE 5 R % . LDL-C i5 )
TG AR R, Fik— P FEAIL ASCVD XUES:, )i [F]
B TG 697, MeAh, PE R TC BB E, K TG
AL R 5 e A AU o

(3) Lp(a): KEFATHEE B AL A5 BIR,
Lp(a) 5 ASCVD & & sl bkless b2 vl 56 %, B
B Lp(a) FEAE A ASCVD KSR, F#IL Lp(a)
(A LA 285 oy R R 58 \EAE A T

(4) HDL-C: it HDL-C % ASCVD ¥ 2 37 f&
B2, HiE S 259036097 FHR HDL-C Jf R REFE AR
ASCVD MU, A It H A HDL-C A 2 I A i
B

8.2 I i+ e 5 HArfE

T RIUAIG RO T R E5 58, T 43 8 %A%
ASCVD RUBS, & H T A RS %5 4% A~ 44 LDL-C Al
Ik HDL-C W HFRE( £ 7 ),

BeRg S0 A i BARE

RESGZLR LDL-C ## BirfE LR IERER
K& < 3.4 mmol/L*” Il a B
=S o < 2.6 mmol/L®%'-% | A
s’ < 1.8 mmol/L, BEELMERIEE I A

> 500/0[10‘ 93-97]
Ry < 1.4 mmol/L, BEELERIZE A

> 50(%)”0‘ 93-97]
JE:LDL-C: (R E fsE BB ERZ; HDL-C: S&/EA5%E 5A8EEE; ASCVD:
BB LM ERRT, - SHFERBHN ASCVD BRBEMAEBITER
IR ANBEFPHERIRE T, 3F HDL-C B#RK¥E =LDL-C + 0.8 mmol/L

WE ASCVD Biif i g H AR i s, £
KT RSB RCT FIZEZE T BFREE R, %
Tk B T i 18R BEATLAR B 58 RS2 M F 5 A B
JUAE KB IA R G4 % LDL-C M HLAR H AR (A,
{HX BERFFE S 2 AT 45 R — BUR /R LDL-C P i bk
K. FRELIHE#K: , ASCVD XU T i .

Z I T2 — R PFIRIRIF R Bos, ANig
et R E R, SERAMEL, hEmEmiT
K258 LDL-C % % 2.6 mmol/L VL F 1] g & [ A%
ASCVD AU sk 4 HBET= P00 W m fe R i — 4
TR e AR BESR 45 5 B, LDL-C &% 1.8 mmol/L UL
T, fiedk—4 B AR ASCVD KU ™, g by
IR IZEZE T B, X RS T R WiR T
Jii LDL-C ik % 1.8 mmol/L A F Ay ¥, LDL-C F
K% >50% W] it — A B ASCVD KUK, #2785 LDL-C
T B >50% AT AR R smAbREAR B9 H AR Pl T2y
YIS AT 22 47 B PCSK9 AT FEHTIA ( PCSK9 Hdt )
FIBF5E N, LDL-C %% 1.4 mmol/L AR o #f—#
AR ASCVD XU,  H R XU 5, 45 %) ASCVD
KBS Bk 22 107 RCT BY 35 40 i o, B
fff LDL-C & F 1 mmol/L, ASCVD 3 {f &K A} 5
LDL-C /K-SRt ke 6 10

i€ LDL-C 3697 HAREE, R 2 RS R g i A
WM. —IEIRIT IS LDL-C et T FE(E, —J2A
JT XTSRS . A AR 3 R A A B2k ASCVD
AR il 72 AS TR B LDL-C H A5, B3k 28 XU i
LDL-C HFrfa 5 Ak .

8.3 FEARIAbRA SR MG

FERRIR YT 10 SR AL 38 A= 16 )y X A 25903697

(#£8),
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BERgIRAR R R TS

HEF I K ITEER
HE TR TIRRMASETT BT I B
ch 438 RS TSR 2 M 1E A B BEAA AR AR 4435 T 2 %017 | A
PEREMTRAYEST LDL-C TeeikfirsE, K& I A
BB [ B OB U HD BS54 17 100 1Y
&R M TR A Y B S BB E B R U #0037 LDL-C A
IARREIAFRE , BES PCSKO 3413 1o
E4 IDL-CAIRS Bt TEAYEKSER | a A

BEUR U HD I DUATR B S R B Z T BB ot
ST PWERS PCSKO 34155677 107
TEEMT 25T KA 60 B R % 78 fF A AE & B2 Ok Y Il a C
s PCSK 4P "0
JILDL-C: R EREE OB ER,PCSKY: IE B R LB/ EAR
%9, " REMTEZAYWE LDL-C = 2.6 mmol/L, KRFEMTEHEYE
LDL-C = 4.9 mmol/L

FERRATY W B et e AR g =X, A ds A B
JEE . BRI SRS, ERIAREE O ABR
YolssE, Hrp AT MR mE R (%£9), £
T ASCVD iy ih (i 4, 88— Bl Uz
SRR AR AR T R K s R W B, KSR
. AR REEOYE L akiEA(E 10),

4 R 3T MAS R R

A EARX MAEF I izl MR SR
BE&F TC 0 LDL-C
R EIRE I A
NS HIER Il'a B
R TG
TR RE I A
ISR I A
BEHEE I A
F+& HDL-C
IS HIER I A
BHIRE | A
R Il a B
JE:TC. SABE S LDL-C: RZEEEE OB ER TG Hibd =7
HDL-C: &% EiE OB ER

BeRsRE AT IS
HEAEEW WEKR FRER
RERFHAEIBENEE, §H20 ~ 259, RKAARMWM Il a A
BEARE (HEYH VS RIGFIASAHE: ( Zhsh. 45490

e ) (1214
WRIBA RIS SEhE ) 1 i A
ASCVD el EAFSEHSEERNEESNZ |l a B

RS YR EREA 1Y
SE.ASCVD . ShBIGBRETEIL M0 B el

S [ A R HEAE R R B R
DASH ( dietary approaches to stop hypertension ) JiE &
(SB[ MR (W ), (A s RS >

1A R . R s AR T AP O R B
JEER, SESRE I, ZPLSGE F-1r 0 i
PERYG, F55R o O U fE RRE G A I PR I
Ji 3 A e K L S AR i
AL TS BIRBIETE s R v i I R A
SR MLV AR R KF- 1, E DG T A I o e 0
MA A Z R, HTZEZMIRRHNRZm,
RAEHAS — Bk 4516 . (H M ML H [ B2 ASCVD
ARG IS DR R AR R T, AT AT S DR 5 1R A a3
JIEL T B A T g B T 4 m ASCVD KU . R, 7E
e P L U A s B A AR At B, X% ASCVD
1 10 AR T g L T 152 0L 26 72 ) il 0 e £
PR ERN , 45 R £ IEL T BB A2 W 7E 300 mg
L\J\‘F [116—120JO

A8 T T BN REIS BIRENE HbRmE, 2% 8
INHREARZS W . AT T 225 BRI 36 PR i
{EHGREA, LDL-C FEARASCR HI I 6%, i H.
AW RIVE, WS aEH R L WU BB A bl
PRI T 2ATE K ER SRR LA T ( China
Intensive Lipid Lowering with Statins in Acute Coronary
Syndrome, CHILLAS)#&/mAbiTE25938 0 1~2 £5 7]
TR0 A F R 25 G T AR
RN EABTT AL B it S VR e A 22, AN
o P g R R AL T T 28 25, R e P 1L
Fol P AR BT T2 25

XTI T2 AN 2 3 Al fd R SR IR 24 1l
MRV AR RE AT, MR HE R A B i 22k,
DN et $ 1107 7 A SR TAZN (7 873 s
AT T I SR FEASREE LDL-C IkbRi, Wrlx
A AT TSR 2%y, I [l e i o o )
g PCSKO il 0] "7, i W ARERF TR R, E
ASCVD i, SRR EMTT R,
SO JIE AT T 2GR ST 22 A A R Y LDL-C 3k
PREF AT AZ0E, B ASCVD S FRATta A 1,
&7 v SR R A T T2 2 B M T T 2 25 Wy T AR
R EABTT IR, TR . X
fEA, ML LDL-C #im ORI T2825 8
#, LDL-C = 4.9 mmol/L; sUIlR AT H,
LDL-C = 2.6 mmol/L), i TIE25 Mk i e i
WA RIASRE (R LDL-C iA4RiT, W% R EHER A
flad T2 PCSKO 5, DAGRIIERE LDL-C
PP A bR . AR, $E 5 PCSK9 Hiat
AL R R AIR ASCVD XURS:,  FL A e ] fif
(= 74 OEA RIFI L arE ",
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8.4 HAIMAGFE R T

KAR AT F AT FEAR 7R TG Thim 5 ASCVD K
Fedg g oc. Ah, &8 /R EEHAL AT S FF TG
55U S AR OCHG I WA A I 5t A% 15 5% DA S
FERB, ALk TG KR LPL 525 LDL AR
LDLR #fHh BURE D A2 5, P ELFFE R EZ ApoB 28 4B,
X ASCVD KU 7= 2B [l RE R e 12, X — 25 4R
TRL J HARAL S ASCVD SR ICH 2 1 ApoB lg#E
FNURL Z2 /D IRE Y

TG JHE S RAE T X R BE S UIME, B
Bl A KR AU B P B R B SR AT, AT &KL
FEAR TG PO TG JHm AR W B EZ W AR, TG
TS A AT 75 B R BRI A B A . IR A3
I B 1 B JD R R B8 ABD B8R 313 s/ Dop il sk 7K
EWIHEN, SEIEF 4 & 8 I R E s
T HLRR A

FEAIR TG B9 25 F SR IHIR A 25 . DIRRE
HY SR AETE o -3 ZAMAIIENITR( o -3 JEITITR ).
X =Y a] T E TG MCAE R, 18 i
fRae kA (3R 11), H=2RZ59% ASCVD Tl il
PRI S BIF R 5L, MR AZ PR s PR 5
BB, CAEREVE A BB ASCVD HIFE TG 254
DURRE )T P 58 () — A R TP PESS R, AR
TR Y B 25 26 I A J2 o A s SRR, X T AR TG
> 2.3 mmol/L B N, DUFFZE 25 M6 97 4 ASCVD
AU T R St 2E A L (P=0.057) ™", &
TE A 2o A8 A0 W TS G )OS 2K o (peroxidase
proliferator activated receptor o, PPAR o ) #{ &l 7
Pemafibrate {2 7 tH 58 8 FE AL TG /E A, HAHCHY
IR S 5Y ( Pemafibrate to Reduce Cardiovascular
Outcomes by Reducing Triglycerides in Patients with
Diabetes, PROMINENT ) 44 A fih 7T 25 25 )16 97 )i
LDL-C i5tr HIEZR TG B2 EEFE (200~499 mg/dl)
FIHDL-C < 40 mg/dl B IR (8 ¥, BEPLIE 2%
A Pemafibrate 3697, 45 A Bon W ALIG R -
225, XN IURFSEZGYIFEAIR TG 2 AR ASCVD X
B ka1

o -3 IEWIRRTE 25 EPA I (2K ) s
518 ( docosahexaenoic acid, DHA ) [faymHlF . —+
Wk TG TR TG (icosapent ethyl, IPE A ZERAKAYT EPA
AL o -3 BRNTERREAR TG Ml PRZC 58 45 A7
TERR 25 o IPE BRI IS T A58 ( Reduction
of Cardiovascular Events with Icosapent Ethyl-Intervention

Trial, REDUCE-IT ) F1 H A — 5k TR A i T Fha

5% (Japan Eicosapentaenoic Acid Lipid Intervention Study,
JELIS) BoRTEfiT2E25 ) 5EmN 11K 5 w4l TPE B
EPA A 5 5 FEAE ASCVD JRUBS: " ™, iy T2 25 P
HilE o -3 PRI (EPA + DHA) MBS A 7E
LRSI R HFEAR ASCVD g

BTG MEE
N LT RS R
TG > 5.6 mmol/L B, Al XA XA Y. 8 4H w-3 I C
BERPER SRR K 25903677, AUV BRER A RS T
ASCVD BERSRABEIPEFNEMTLAYET la B

G0 TG > 2.3 mmol/L, & E4F K& IPE(2 g,
2R /d) " B ASCVD KBS
ASCVD BERSRBABESTETEMTEASTEL 1l b C
TG > 23 mmoll, TATZHAE -3 g™ "™,
SRR U, oL A — P4 ASCVD s &'
JE:TG: HIB =B85, ASCVD: shBk3RERERE (L1 O M E %S IPE: Z kA
15 78S

8.5 A7 I RLAY Wl
FERR AT T I F A1) BT IR I
Mg ERRME;(2) T A2 IRV e A RN o X SR
PR AR L 6T % . TFERRY 3~6 1 H i
A5 AL AS KO-, G o B 47 kA bR, D 4
Ze Ay YnnyT, BN E 6 M ZE 1 HE A 11K,
KA E AR A 1R BRI Z5 )
. RAEFIZY 4~6 JR Py ST A NG . G AL
fiff ( creatine kinase, CK ). HNIfIEZEeEIAS] H R
B, BEHYARRN, EHUhE3~6 MHE
# 1 AT 1~3 A AR SR B3] H AR,
ity S I 8] I )i 245 490 3] i B 288 R I A T+
VEFABLHI RO FENE 259 o 45 24 I 4 R IR 25 ) i 28 =
MBI, FONTEIRTT 4~6 N & IRI7 A
75 A MG 25 iR 7 UK I R 5y, A REA
BRI PR3K 2
9 PERSZEYIATT
ERRT |
| (1) HeiT R B H R s FF R 6770 |
ES-N
() PEBEORIT RSN P EABGS
i |
(3) Mefls 25 4Bk oo AR s RG34 97 Rty |
EST 1S ;
O (4) MR R M LRSS S R RRR
FREEAF R, AT RREAREA, |
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Il PR b nT ikt R 25 0B 1VF 2 Fs, [RIg
24530 5 TR AE PR E [ 2, S i As HA ot B 2H 43«
BRI H: 32 A 43 oA 32 B RRARC JE T 5 1 25 9 A
BRI TG M2, FLrpis o B 25 W i i 25 P AIK
R, SCRERA SRR TG I PR S B rh i & AR 4 1
JESH A SEZR KDL T AR B AR E
A s ENR 25 IR A N
9.1 FERFAHEEEZY )

X2 2 118 = EEAE AL A 2 400 200 A P L ]
R BORD (B ) S AT4RME LDLR, =08/ iE N
JIE B, B LDL A, fahfhiT252y
Wy, NBEEER ORI . PCSKO Ml . M2 A% |
NHFRES 550 S ABENR 25 (NRa e . ZAHhils .
9.1.1 fhiTIZ5%y

T2 aRFR 3 B0t 3 B L kAT A iR
BRG], e AE [ S R BR e e, BP3 %
FE 3 H I TGS A IR R, v BE R R,
) B5F b 8 21 Jfd 25 T8 LDLR, il 1M % LDL 43 i %
W i, M2y YrRE B RN TC. LDL-C
F ApoB 7K -, L RE#E E FRAK LT TG K F-F Tt 5
HDL-C /K3

Ml 7T 2 2] e A28 ASCVD Biiia s A
HREME Lo KEGUEIESE RS AT T 25259
A g 2 AR ASCVD f8 3 Y0 L4 g o B 100 1)
i ELAE ASCVD & & AR A — 20 0 5 vt HL AT R
O AE ARV P51 BB 252 i R Bt T2
IR YT Al FRAR 2 TRAE T 9%, O LEESE 29%, ik
A 149 AN, BT EAT & BLER T ASCVD A
HEN SRR T 2825 (BREPARMTT 10 mg/d)
A AT 22 A7 AR AR O LS S AN S, T 7 i
MITH (EREFHABTT 20 me/d ), ELAS BN kA= %
TR T "™, FERBEA IR

7T 28 245 W38 T v IR O . TR A A
B IMLAE A ASCVD (B i6 . B HiE I R 7 3% 1k
7T, SEARABTT . MARATT . FARAMLTT . BT fRAt
1T, EGEFARATT FVCARATT o AR A 55750 i A At
VTR YR MR S Bl AT — 2200, (AT o] —Fi it
T2 YRR, LDL-C #—2 FRAR IR 5 (L 24
6%, BN “MiT 2259730 6% % fhiT2:25
Yyt o] il TG K FEAIK 79%~30%, HDL-C KT 5
5%~15%.

T T 2L 25903697 IR IR #4540 25k A F LDL-C
AP RIREAR . T Se AT MA ASCVD AU 1)
TEAG I I6YT HbR, SilEE S5 ASCVD KUK

PRYCSE, O BE SRR AT LDL-C ik bR pfth VT2
HYIGYT TS . ANAE I R AR AT S 2 Stk
AN IER, W25 BRI ARYT [ 106G H R A A ]
FFT (5 ) PCSKO il 1o [FE, F52EsmidfETk e
T T 225 PR SSFNFR HE BF Ny 27 5 2 B8 R B I R
RO AIERZY . 29zt R SRS R

7T 2825 v FEAT AT [R] B AR R AR A 1k, (H
M BT LDL-C FEIR AT R AT 3N, Ay T 22549 0
FHIUAS P T 3505 D Ak S AN, Gn RE T A2 7 8F
S, HHPRE B H LDL-C (WA B R .
AWFFTHER, (5 A AT 2 25088 oo ot A = 1 1
Qo AT T2 25 I e e I B = S AN RO, AT
P 5 Ah—Fi AR B R AT T 28 25 W . T A
B AR A U B A IR At VT 28 25 W sl N A T2
) S AT T IS 2 A I A TR AR B

JIH [ B 3G T7 A58 E OMEAL B g R R, 7
ASCVD fa b o JZAE AR, TR P6 9T
J&i, LDL-C F:F(% 1 mmol/L, MACE HHXF XU i />
20%~23%, APFET-HRER 10%, TEEC i 5 A
SIEAIFET- A W BRI, fbiT
KPR ASCVD =514 1 1 R 3R 25 K/ 5 HREAIR
LDL-C MR R IEA G, ARFSE S Ep T
WA LDL-C FRIREE W4 12,

13T £ 25404 RE B B3R B

P& AB & 8% 38 BYREFE
S IS T 40 ~ 80 mg’
(EFBFETEK LDL-C = 50% ) EESHEAST 20 mg

PR FTHEMRMEST 10 ~ 20 mg
(S BHBUAMMELOL-C25% ~ 50% )  mmazbmhsT5 ~ 10 mg
F&AMIT 80 mg
&AM 40 mg

CERAMT 1 ~ 4mg
LXAMhT 40 mg
& MT 20 ~ 40 mg
MmpeER 1.2 g
E:LDL-C. BB EAEECBEERE, .« FEXMET 80 mg BEAEAER
B, BEEEA

MARFE BRI ARERR 2y, (FH RS 5 At
TIN50, R B i A 7 o 48 A
PRUET 2, FRARFRIZL I ATE R A= 1 & A i B,
FERr R 13 FRIRE AT, RICAR B G Y
ISR TT L ILRIZEY), 65 A 22 M S I DL 2R
HOCRMEEIZREY . #HMER06g, 21K/
do W E O 5 (China Coronary Heart
Disease Secondary Prevention Study, CCSPS W HoAl
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PRAFF g 12 PRI ESE i i B REAE RE X LDL-C,
I 5 2 AR O R RSB TR | e O SET R LA
KoM HFREER, AR,

T HE 2P AN B SO A i R I FH HR i 2 %)
YRR, H ATHREE IR O RE S .
VTR LR IT RRE T R R A S LA A
EYFRE N

JH S FE RN AR &, RERY
0.5%~3.0%, S:FEARHEE 0 IR AT I 25 410
6] H B S, B e A R I B e Sl 52
LA LR, an 2 Rt ph At T 225 5 |k ) il S
B, I RAL 3 A T R ISR S0, A i 3 P 2 R
IR (8 ) RINAARETEAMT ik IE
HWAE PR (upper limit of normal, ULN) = 3 5 KA T
NRLTZE TR, N, X TR
S AE 3 x ULN DANFE, AT 7E S5 G el o i SE il ik
g, w4 o5 sh—F e AT T 25259,
oy R A B G TR IE R o AR A
B S RE I IR T T A2 FHAR SIE

My T2 W AH S WLIA I K RE LTS AL . LR
WL LA R i s L igs e 1, ke A: % 19%~5% (RCT
50 ) 50 5%~10% ( ESPEWFITAE R ), BREUIIfR
T MR AT 225 R B IR A E R (5% )
TEIESATE CK T, W E et aliE 2
ST B FCAb R, Anil R Sy fth T 25 25 P A
FWUASEIR, HIEZSM CK LTI, ik
TR YIRS, o BN R & CK K
o M CK < 4xULN, BAREIR, A% E4kSiqh
TRy 7 B UINE I  anfhag Sk, 45 A th
7T, WEIEEIRAN CK AKCF, FREERIN 2 H CK
PRI IE W J5 ] 2 R R T 225, s 5 s
— AR T T K2, 2 CK > 4x ULN, #
WU FMTT225%), 3 UIEIIRER & CK KF; dn
CK > 10x ULN, WFE GRSV #agE, 7R
B ICIMETE AR S Daeti s, o r B AT
W T ARAGIAYY, LI CK ZiFH K, %t
Tk 2 A RIS 2 Bt AR T 28259

0 e P At 7T 2 28 0 A 18 IR & PR s 7 XL
W, JRMTTISRON . i SR T2 e, BT
RWEIRIG R 2 TR AR AT T2 259 (9% L
12% ) " AT R DEAR AT T 5 | 3 2% W R
EREAR ", b TTIR25H % ASCVD Ay AR 35 Ak iz
B AR PRI KBS, TCie e Wl PR o f A S
WEPRIG A, AT 2GR Y7 18 I Ik AR N R A

R IS 259

B BT W& UME S A ds i, 440
S AL L 1 531 75 figi 2 FR 5% ( Stroke Prevention
by Aggressive Reduction in Cholesterol Levels,
SPARCL ) Bt ARy T 7.0 7 el i A 1R 2 XS
B35 ( Controlled Rosuvastatin Multinational Trial in
Heart Failure, CORONA ) #7220, 4558 BN
LDL-C BEFEAK 1 mmol/L,  HY i 14 o < Hh JRU: 38 Jim
219%™ HAZERE S HrH/R LDL-C TR B
TS A i A e SRS T A T2 2 g et Al
A e T AR (1 S A 2 A A 2o LR P AR R
FEMRLE NREAEMLT T 22567 B TP A 2 e A Y I
PEGAR A

T TR HADA RSB EAE S IR  RHIR
MHRLL A BT | R %O AETHALIERER .
TIAb, LEEOFHTAE R R AT R YX B T RE AN
Rz 1

TERE LT TSI, 5 S TE S HoAd 25 1y ]
MR EAER] . DL T 28 25 %) 22 3 o JFPIE 3= 22 A Qi ity
Z - M2 (cytochrome, CY ) P450 R ({5
CYP3A4, CYP2C8. CYP2C9, CYP2C19, CYP2C6 ),
il CYP3A4 AR VT 28 259 SR 24
YOI RS ), PUELE Y . RIRNERZR 251 |
PHAEHUN . HA 25 (G e . 5 E2 5555 L
R VG A Y SRR I, AT R I LS s L %
DRSS, 507 B A FH IR 7 T 28 245 00 A R
B

TS 25 AT 52 2 45 b VT 2 245 W b T U
P ABTT 2825 AR S B R AN RS F (B ) 5256
ERMFEIR SR, — B8 I 2 LR 44264
CL)IGPRERIL : FWRERAN (BE ) 200 LA £ AN T
(2 )RBEM 2 = 2 Ml iT 26258, Horh—Rifdy T
LG W R TR i Ry dwe N5 (3) AR TE LR OG R
(4 HERR FA R 1,

9.1.2 JIH [ R A il 1)

JIEL i P 2 WA ) 750 A AR K i it e
ST v, 1A EL AR AT AR £ R RE 3 I [ e e
BRI, WA Je A v E SR R R, A
WA AT FNHF AT o WFFEUE S AAT 22 A1 A0 TT 26
YA I, BT RO, LDL-C KAl i —
AR 189%0~20% . HE— L FEARL i FAF I IRIT 22
AR AT R E PR S (Improved Reduction
of Outcomes: Vytorin Efficacy International Trial,

IMPROVE-IT ) %], ACS B HLEEHfthyT3Eal n
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PRI 22 AT R — B RO A 0 0 O R
B AR P A9AFST ( Study of Heart and Renal Protection,
SHARP) 7, M2 A Fl=E Al T TS0 7 ] L
2 CKD HUE 10 MAF TS 1, AT 22 40 i 477 71
0 10 mg/d, AT RMREE FARA, HeE R 52
PERAF. BRIEHIIRALER R EE T IRASE
B YGTO R B, Al M A A i JH S R S s R
W ORR RN R, B2k —altk, RERH
SR EANHACEREAR . ST T 225 I e T kLR
e A T v AU S AN RSN, A T e i S5
L.

7y o DL R 2 S o 790 e P A 2 T BT
=22y, HAERIALE . AIE R 7R
SR AT AR,
9.1.3 i FIFAL A, FEVA TR R 9 iR

PCSKO ST B o I B0 22 24 PR EE Ul , W]
Y5 LDLR 455 IR R, 82> LDLR X 1M i
LDL-C f{ifRR . il i PCSK9, WIRHLIE LDLR %
fift, feik LDL-C B FR. © b i PCSKY 4l i 51
F: B A7 PCSK9 B 4¢, 1 PCSK9 /) T 4t RNA, Rl
Inclisiran, 7ERKIECHEAE BT,

PCSK9 HHt AV AL RS 1 T PCSK &
F1 1, PCSKO HUARZE 4 13 PCSK9, I8/ 4l il 3%
AT (¥ LDLR 23 £, I REARARER LDL-C /KF- "2
H AR E i rgA 2 R NIRRT, S RilE Mg e
Bt (evolocumab )FIPA #) FH i BT ( alirocumab ).

5 E S AR ¥ I BT RN BT A PG JC BT AT R 2
R fIK - 3 LDL-C /K - 35 50%~70%. £ 2 AE
S 7R ) 52 58 1R B ) 0 G BRI T 2 TR K 25
ANE O I8 45 R PEAE ST ( 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 f5i].Co LA w55 f AT T IR INILAE A6 BEATL 25 3 ol
VY I BT BRI 2 AR dT 6 T, HLDL-C 4
5 B A% 56% F1 20.3% (P< 0.0001) ", ODYSSEY
EAST W[\ 73 B s 55 24 J, BalA]pa JC B2
%% LDL-C<1.81 mmol/L ( 85.3% Lt 42.2% )Hl <1.42
mmol/L (70.5% Lt 17.0% ) B L) 225 5 TcHT
AT (P <0.001) ", 75 [E 58 A BT
R IHZ MV T 8 S0y T 1Y 2 BOREIRIE & 0

f IMUAE B B R MR S A oh, MR JT BT (i

FFEK LDL-C AU AR E S DR AEaE A Nig Bi oy, i
M R, X BEE AR T B S U R

TR 7 BT 2 R Z2 508 E A5G HeFH LI
HA5LE LDLR TIRER HoFH B E AR, S2IAbE
T HoFH & XIATT AV " AR L B ids vl B
i TG /KF 26%, Tt HDL-C /K- 9%, B 7| 75
BABTAT FARBICR T R I B AN A PG B
P ATFEAK Lp(a) K 30% 247 0 o AU T
(152 1 HE1T PCSKO BRHTIN HE— 200 LB A5 RFSE

( Further Cardiovascular Outcomes Research with PCSK9
Inhibition in Subjects with Elevated Risk, FOURIER )"
Fo BT PG JE BRI 2 R S Dk S i O I
B ok B PEAY (Evaluation of Cardiovascular Outcomes
After an Acute Coronary Syndrome During Treatment with
Alirocumab, ODYSSEY Outcomes il 7 I 4E HL4E S
PCSKO HpT 5 ZRIRIAM L, MACE A2 s AT R
B R R 159

9 JU R BT 140 mg 55 B F1] 79 JC H BT 75 mg,
BEWG SR 1B T A, A A S, R
UL B PR, 465 A e A7 2 B ARG SR i R T
PCSKO 45 G- HT iAot O ML w5 f A RE DRI FE R i
P4 (Evaluating PCSK9 Binding Antibody Influence on
Cognitive Health in High Cardiovascular Risk Subjects,
EBBINGHAUS ) 355 "™ A & # PCSKO HLH0 %} F il
ZNHITRERISZ M

IS FH PCSKO FL47¢ i % FI RS B 1 LDL-C %
Z AR, A5 PCSKO FLATE 14 1 FH I 4 2 I R
KA ) B, e B FOURIER FF PR 25 8 JR iF 5%
( FOURIER-Open Label Extension, FOURIER-OLE ) I
7N ASCVD SR I FHGE LU IOk 8.4 4 (L S
4F ), H LDL-C ik 0.78 mmol/L /K-, H™H AR
F . WUAAHSCEE . BRI . PR A A
MRZINNFAFSEAS RSN R A 2 5 e R AR

Inclisiran f&& PCSK9 /N #t RNA, #ff 58 & W,
FCLDL-C B Wi 5 PCSKO HHTAH 24 1 7 FI BE 5 A
VRS — A7 0T e AR Y, R A AL PCSK9
70 o MR E IR BN S L A FERK
56 ORI ] T 5% 1 v I [ B al e AR . H Y
Inclisiran KA EPRZ H0 RCT DLO LA 25 /b
BT 3 BRI ORION-4 1IEFESE T H
9.1.4 EX 1%

DAl B A LDL ki, s2mifgaE
AR, i LDL Syl it R 2 i pig b . 15
BN 05 g/ W, 20 M EEGENIT FH B, JUHR
HoFH K 8 (R iR, A D B Ik et e g Ve P 1
WA RN EWIE R, a5k K.
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KR, RIB5E, Bk /D WA ™ AN KW A QT (i)
WK . PO/ E . QT MIIEK | ik
M. By BB AR S 259 TR Y7 FH &
H, DA R W w o At B R
9.1.5 JHEREL A

RRFREE A A PR 2 T2 e Bg , vl BT A%
TE PR AR R DL A A O I R Bk
Wl 5 ¢/ I, 3 BRERINS of IR, 3 d; %
K4t 1.875 o/ Ik, 2K Id. ST H, Al
W 3R S BRI A W AR R A B AN
fEA . S e 2. R I A X AR =
USRS B BRE A MLAE ALY TG > 4.5 mmol/L,
9.1.6 HAhRFAEZ

JEDAZE R —Fher i 52y (i . 35, AR )
FE AR H RN 0.24~0.48 of K, 2 K /d,
AT AR AR B A1 Y RS B g 2
o ZH e BEE A H ERS R4l —Fp 5 8 P
FRWIABERIRA Y, & FRIEN 10~20 mg/d, FE
HEVE R R 55 HA AR R > L 71
9.2 FEFHIM =ERZ4Y
9.2.1 NIF5259)

DUREZS 25838 4 34015 PPAR o FHETE LPL %
{E& _[ﬂl ijﬁa TG 7J<_T|Z‘ ﬂ:ﬂ 9:{_ r%} HDL—C 7J<_T|Z‘ [87-88, 127, 181—182]o
W DU 25 (SRR ) AR DUERR 0.1
o W, 3K /d; ek b AR DR 0.2 o/ ¥R, 1K /d;
FALIHF 0.2 o/ 3 U /s ZRFLITFFZERR A 0.4 of 1K,
LR /s FAEDISE 0.6 ¢/ TR, 2 K e & WA R
TS5 AR, FEIFIE . WL RN s s, s
CK FINZ IR A SR MK TR i R AE 2 < 1%,
I PRI 45 5 S 2546 b, DURR R 2l B 3
FAR TG A1 Tt HDL-C, {HLCx L 3R 25 A 22,
ANA WA R ATE A 4n TG T & -1k HDL-C IfiL
i FR R AT B O A T 5

Pemafibrate 42— FP i % PPAR o 3805, %24
WSS S PPAR o ZAKYE PPAR o BYFEIA,
AR L3 TG K" FHFIAY7 B TG ILE
WEFE R R EK 0.1~0.2 mg, 2 YK /d. Pemafibrate [
KIREE PR 22 vt ROT DAO M4 45 Rk B4 5 1
3 W1 R R3S PROMINENT 5% PR A 475 5 40 45 1
FERTZAE, HEM AT RS LS LDL-C (12.3% )
Fl ApoB (4.8% M 5",
9.2.2 H4iE w-3 JRIHR

o -3 G Wi BR 8 1 J D TG A RS 43 K TG
A VLDL. FIE58 TG M VLDL ik H i B M AR i

TG MR "™, R, o-3 JBNifR (4gd) 7]
ffi TG 2 2.3~5.6 mmol/L Fl = 5.6 mmol/L 1) & # 1)
TG 7K - 43 ] B AR 20 20%~30% #1 = 30%"™!, H A
[Fl A1 @ =3 BRIRR ™ i FEAIR TG y75cAf L ™,
I PR B T IR7 @ TG e " o -3 IR IR
FRIEHIF (£ DHA M EPA ), -3 I8IHR ZER{LHI
M (%5 DHA 1 EPA, J A& EPA /Y IPE), $#3E
] £ 24 W BHE L) (food and drug administration,
FDA ) ity FHF ™5 & TG IfAE (= 5.6 mmol/L ) BLA
B

REDUCE-IT W58 455 /R, 1PE 4g/d AIFEAMLYT
KAYILA EE— LRI MACE AHXT XU ik 259",
JEF FDA T IPE T B ASCVD JRUS Y 18 )i
Wk, HETHIEEPE B~ iR, a
5 EPA LA K DHA B =3 i JJj R o ] IR O 1L
O, (HARFERE AW PE™, fpfliT 2254
A EPA 2By S0 M BEALINES: ( Randomized
Trial for Evaluation in Secondary Prevention Efficacy of
Combination Therapy — Statin and EPA, RESPECT-
EPA)$Z7R, X TR E B O i, T2k
IR R BE AL EPA (1.8 g/d ) FfIK 3 22285 MACE
PR 22 3 R Se 22 8 L (P=0.055 ), {HXFIK
WL SRR Bl Dk g 5 RURS: BT P 22 5 A
Gt X (P=0.031), $&/8 EPA AT —E Ak
Sk i A RAr A
9.2.3 JHIRZEZ4Y)

TR 2 25 ) R 50) it I HAT B AIK TC. LDL-C FI
TG LI KT HDL-C f/E M BEBEAE RIS # 6 i
L R SRS I D T B AR TR R AT
FIFEAR VLDL 73 W45 5C o f i WL AN LS Dz 2 B3 g
WAL, HAlA RIRIEFE . KB IR . RIRIR
MLRE 55 MW 3R B R FE AL I ANE S, 18 P )
PERF T Sl T A 1 It 9 F™ B KB AR . 2
T FIRERIS 25 K RCT 2 (—T2 TR R
THRRIE 258, o — T2 AHIR S 25 Wy i 2 je > )
PR @0 Mg R, HA ROV,
9.3 JBridFENEZhY)

VER T R SR B IR 25 0 AN el i, b ok
R TG % %% 8 1140 1 57 Lomitapide A1 ApoB100 & i,
7] Mipomersen FL7E 2012 4EH1 2013 4F Bl 3 [
FDA #t#E F T6Y7 HoFH!' ™, {H Lomitapide 24>
A UEAFR E T3, 1 Mipomersen B F 2019 45517 .
LA A 22 T B K R 24 W 1 1 S Sl s AR St 40
AT IR AR, BRTERE BT (5213 ).
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SR BERE T
WAL FEAEHE = FERERENLH] ERAE( S )
Bempedoic acid ATP 5 BR 2L i By HHIAE EBE S AL HeFH, ASCVD
Evinacumab MEEREHEAD3 @3 VLDL 70 LDL it =12 % HoFH
Volanesorsen ApoC3 {23t CM 5 VLDL Rt =18 % FCS
Pelacarsen Apola) A Lpla) £ A £ Lp(a) FH= 89 ASCVD

JE:Apo: HAEE G ATP. ZBERIRE; VLDL. IRIRHEREE S, LDL: RBEEE S CM. FLEER, Lp(a): fEE A (a);HoFH: H&FERIKEM
SRBE R MIE ; HeFH: & F AR KM S BEBIE; ASCVD: shBkSREREL O BHRR; FCS: RIEMILERIIZE1E

9.3.1 AR BT FrAGE IR S ik B ) 51

W R AT A A TR 2L i T 41 1 1) Bempedoic
acid )& TIH [ EEEE Bl b AR 2 B oR
Bempedoic acid I iz 5B LDL-C F1R 24 30%, B¢
S 7T LDL-C i — BRI 17%~22% , BRGWKT 22
i LDL-C Bk — 4 [ 1R 28.5% . s [ IR 48%, M4k
G E T2 P ", Bempedoic acid B2y K
Bempedoic acid/ #4122 4ii (1) [ 7 52 5 7% (180/10
mg) CEESN BT, H TR LDL-C AN B 45 Y
HeFH 5 ASCVD % "7,

9.3.2 I A EFEE T 3 5]

I 48 A B 28 A B 1 3 Sl o A1 ] LPL 3 M 1
JA¥E VLDL ARSI i G 1. S A R HE E
3 4 A JB BA T Evinacumab 1 2. 3 B Il PR i 56 40
A HoFH i35, S5REIR, TEIA MR IG T S
I, Evinacumab 45 7] $E— 3 &4 HoFH £ LDL-C
T 509%™, 2 EHEHE L T = 12 2 L E SR A
HoFH, #EFE 50 15 me/kg HlK:, 45 4 A 11k,
9.3.3 FUREH C3 0kl

ApoC3 Sl il LPL AR5 wE & 2 4 CM

5 VLDL A5 Apo. ApoC3 55 AU LB T
fi Volanesorsen [ 3 31l AR 12056 2 27 % TG %
JERTIK 77%, B /MR8¥ (< 10 77 /ml)
el ik 48.5%, ARSI FDA HEME, AR 24 i
ERmAHEAE BT, AR TR IR A A
YT RN AR R I RS ok 25 A AR ™
9.3.4 [EMIREN (a) B4

[ K Lp(a) #7 25 12 35 Apo(a) & X 5 # 1 R
( Pelacarsen ) Fll Apo(a) /N4 RNA (SLN360), —#%
1 3 RIS 1 R T R 2 BEAIK Lp(a) MIFEAT . &
KPR 7] 1k 989%™, Pelacarsen F) 2 W11 PR 56 4H
A Lp(a) = 60 mg/dl () CVD £ 286 5, F52 T H:
R 0B Lp(a) 7 20R R A7 A2 4bE ™0, B, 3
KB, E PR oy, O I A8 i 28 o 1 I R BF 5
Horizon 1EFEHF TH
9.4 FEREZW)HIEEG I ]

Ko B 245 W 10K 5 I P I T S5 T 0 )
Aad, FEAHMBZRSMIGERE, PR
ASCVD JXUK:, 8/ BERR2GMIRA R BN &A%, H
TR E RS W R (£ 14),

| % 14 [EEREs) g )vi
BERK ERER 1mAEFEMEs MACE MRS
5T 6254 + RB [ B2 UR U3 11571 #8745 LDL-C TiAtR LDL-C50% ~ 60% AL
fth;T 32459 + PCSKO &3t #75 L DL-C kiR LDL-C ~ 75% EHLLE
#5725 + BEEIBE R UHDHI5 + PCSKO #41 W LDL-C kAR LDL-C =~ 85% EREN
#hTE%Y + S40F IPE4 g/d LDL-C 3&#F. TG 2.3 ~ 5.7 mmol/L MACE RS FE{ 25% CEERED. i
I T25%) + FEW EFS w0 -3 BERRER LDL-Ci&#R. TG 2.3 ~ 5.7 mmol/L MACE K BaB&1iE BIhgE. (EEE. i
THFEZEY + -3 PERRR #75 TG = 5.7 mmol/L TG 60.8% ~ 71.3% R
U259 + IWBR K51 B75 TG = 5.7 mmol/L T HIR EE |
w -3 fERHER + IHER K25 MFFEGYAMZ, BEATG TG > 33% BRI

= 5.7 mmol/L

SE BEREPHMT RS ISP S REMITREY ( RERMENKERR 12), -3 EHBRHEERLFR, FE49/d, PCSK9: BIE
BHEABEAEER 9, IPE: —HHAKER 28, LDL-C. RZEEEOBER, TG. Hd=8 MACE: TEFR LMESH

9.4.1 F#AIX ASCVD USSR Ns 25 40 5 1

9.4.1.1 i T 2245455 AR [ R S o A
PR IS 2440 500 5 i AR [T R ) 45 ORI A, ] =

AR EEA . RCT 22001 En, 82 FIT

KPR, KT A S AR R At T T 25 25 W K
Al i LDL-C #F—# T & 15%~23%, #4745 h
R B AV T 2B LDL-C IR AT > 50%, HAS
HEhAT T 22 KRB P IMPROVE-IT Al



TR EEERZ R 2023 4E 3 ) 4 38 3 45 3 (A4 297 1 ) Chinese Circulation Journal , March,2023,Vol. 38 No.3 ( Serial No.297 ) 255

SHARP #5843 3 5875 ACS F1 CKD 2 3% % Fifh 7T 2
24 50T A2 A3 5 P AT 2 AR O i A A %
VR A R 3 A e i) R [ R s il 55, AR
e eon, MHAAT 10 mg/d HLH] LDL-C FEIR 2 15%
(B2 lEs) ) P 20 me/d BEATT 25 4 20 A
112525 LDL-C iff— P82 16%, &R
P R 12
9.4.1.2 flbiT2525%5 PCSKO #5541
PCSKO 14l 5¥38 22 98/ LDLR [f# . 3450 LDLR
Bt misg nim e LDL kR, FERERRMLE] bS5 AhiT3
254y, RH L RS 50 B A F] . FOURIER 5T
F1 ODYSSEY Outcomes BT 3% 485 W W os, fEfthiT 2824
Y1 (4= AT AT ) FERE_E BRI U Bl k2
F#AR LDL-C 35 59% . 56 FH Bl P4 i s ol i — 2B
fIk LDL-C ik 55%, ¥4 0] & 3 B Ik MACE AH XF XU
159", AR AT SZHL LDL-C Pudikbr . Bk
U T2 A, ELO MRS 785
9.4.1.3 fhiTZE24Y) 52 IPE BCG 0 H
REDUCE-IT W52 45 R B, XF L2 MmiT
K4 WIR T LDL-C JE A GAFR(H TG §% o B Tt i Y
ASCVD B F G IF 20 1 I ASCVD Gk [H & 1bl
PRI, B E Al IPE 4 o/d o] E— BB AR
MACE AHXF XU 3 259", R, 12284 ] F 1t
TTZ259477 )5 LDL-C < 2.6 mmol/L {HAEAE TG %%
R T 1 SR DA E— 2B R AIE ASCVD AU, iy
LRER EARRINA A A RN . SR, TPE 4 g/d
FEAE— 8RR L I AT O B st XURS: , s
B PRI AL BB IR, %07 R0 T
DAIAMRAA A 2 7
9.4.1.4 HAh
RERE 25 B B A T T 2R 2 sl AR A 22 A . TR
B Z s RCT K& RCT £ 3404 s, MiT252y
YIRS g 6 2RI LDL-C I3 KR AT T 2259
P L e bR PO e ENIURIG Riat e
TESZ M AR SARPT 22 AR B LDL-C A4, L4tk
KL 27,
TSP A DR 25 sl = 20 o -3 i
Wil : MiTR WG DR 2Rk S 21 o -3
JE Wi R (5 EPA Fll DHA ) 1.0 Ifl 5 35 25 17 16 5
W MR RO 10L& XS A T8 (Action to Control
Cardiovascular Risk in Diabetes, ACCORD ) W.ZH W}
FEHR, DRI B 2 TR YT S LDL-C 34
EFAMETG > 2.3 mmol/LL HHHDL-C < 0.9 mmol/L &,
WA Ak DURRIR YT AT B — 25 B AIK ASCVD JXUES:

(P=0.057) """ {H f% #7 /> Aii i PROMINENT fiff
FERREUEIABNATE AT 225 MBS Pemafibrate
Al — ARk EE Y, AN, B ONBERf T 225
JEH; DURR 2 A e AT, (H R R A e 4k
AR B E PR R DL SR S AT 22 ik
FA & Az U3 RS AF G 42 R, S0 sk B — B
9.4.2 H i R URE AR BE 259854

TG T (= 5.6 mmol/L ), A=3G 7 =0 K B
— RIS 259 AN fE Rl TG AKSERE, AR A LA
K2y, KFE (2~4 o/d ) 2 o -3 I8NiE . 1
B 25 2 Rl PR Bl LA BB PP BRG al
FE =3 N8R R BR S 25 W) S A i — 20 15 T D
2 24 ) B0 A I B 2 A KU, LS B
A BB RN I, DB (5 o-3 EIR
i AR IEAR DG ) DL BRI EL (SRR 2S5 YA
%)%,
10 PEREIRITRHMHEE

EoEw |

1 Fek G &, B, H5 e F%F Rl |
R R AR, A BG4 T FH &4, |
EEGaR ERMRER, |
10.1 JREADE

NBEEDE ( lipoprotein apheresis, LA ) & FH,
Ji S HoFH H 3% 5 2 49 4l Bh 6 7 5 5ti, wl ff
LDL-C 7K F-FEAK 55%~709%"°'% 35 [ F1 7 [ 4 Fg
HETF Lp(a) > 150 nmol/L f) i & P 56 .0 5 8 4 HEAT
LART2 R MR AT 5 R G R . el
BITPR R 1k, 2R 2 1R, EIR
WIIR) LA AR R . E RZIR 7 RS 4 5 5 . FE
ik R A7 e SR IRV T BR ) 1923697 FE IR R 4 T 12 g
M, RHEEPE, NN E . B .
ol ARG IAE . BUBRPE AT MR B S R, (K
AR
10.2 A ASNEFFAR

JFREHE AT ff LDL-C 7K F-BH & e 3t Ay sk B0
M I ERE LA, Fike O %% Baiitir. #al
JFB s S5O0MERE B, BIRE—Fh I IRTT
Fems, (HEBSHA G I AAE L AT m . ks
Z . WA GRS, AR BE
TR BT 43 101 g 55 % T AR DB ek A D AR A T
T ™ 5 HoFH 3 BIIRYT, B H5 /s HUL
Jotter
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11 $EABH A EIE
EFT P ;
 RRABRBAAEERAER (B,
RS, CKD, B b ), HRARKA (4R ),
LE. BREZFABEIR ISR E (REE
eE R ) &, LaRERAPRARATEME
 ABRRA R, FTARRRREHA
ARG o R S8 |
111 =i
e M2 S KR AR AL ) GRS R, = I
Js B SR A B2 48 i 2 RE B i R DA A4 JRE 447 ] o e
KRR & A R . TE— R IR h, Rl R
RN H AR ZAR S PEAL B ASCVD XU #f . &
1T I s — S Iy 1 BE AR BT A =2, A%
B - W R 4 O IR 2 SRR - FEARZH (Anglo-
Scandinavian Cardiac Outcomes Trial-Lipid Lowering Arm,
ASCOT-LLA ) ZHABLAY e e U RURSE B4 53 L R
SEERE, P TT i ASCVD 2 fi S
1% 35%, IBIT4100 LDL-C *FH{E RS 2.2 mmol/L",
O WE 25 S B PF M (Heart Outcomes Prevention
Evaluation, HOPE ) -3 fJF5¢44 A ASCVD H 2 XURS: 4
LB, SRR AL, R TT 8 ASCVD
Z i FEFEAR 24%, 674 LDL-C V- {EFEF)] 2.4
mmol/L™ ", 5 1M £ 35 B AR A I Tl O s KA
IRIE—PFFNRIIE ( Lipid—Lowering Trial Component of the
Antihypertensive and Lipid—Lowering Treatment to Prevent
Heart Attack Trial, ALLHAT-LLT ) Z4 AH = 5
v BT I A0 FR A, SRR A, ety T
RAE R EFEAL ASCVD XU, 177 4 LDL-C FEAIRIR
JE 17%, “FH9(EH 3.1 mmol/L™, Rt T 2k
B AR T RRERR 25 1) — B A B, 34
AR L R AR, TR RE SR KRR o
BEYAR . P, TEFA T ARE ASCVD KUK PEAL R [#]
1), R JCm MR 51 Y, i R0 iy I s S22 2 i
NRE PRI E S, BARIE GRS 702, 0 E & I A
YA LDL-C BFMA , T LA AR R ET7 *2,
11.2 BHIRIG
H DR & ASCVD Y B2 ST fE B &R, A1
WF 5T 3 7 1A S 0k W PR S8 ASCVD KU 52
M) 5 Ko B DRI FR 3 04 IR S RF R TG T
HDL-C A, LDL-C IE# s B T . R LDL
UKL AT /N8 R A5, AT S R Sl K AR s AL

YERT. BEPRIRGIEE TG, 4275 TRL fH[& B o 44 7
1, AT R A LDL-C AE R KA B b5 Al BeAIR Al 8 2
ASCVD AU, 1 JE HDL-C {2 & LDL-C #1 TRL iH
[P, AR A S AR B KR A RIS 2 FURAAE
Fr LA, b PR BB HE R F LDL-C F1dlE HDL-C [A]
BHE M IERE HAR. = 40 % BRI & Y b & feE,
1 RO PR I = 20 R AT VE s fa. 1 < 40 % 1)
BEPRAG R, 44 ASCVD Hfhi R (Fims .
M. HDL-C)FI( B AL B FH % ASCVD XU ;

mEFEA = 3R ERL SIS ERE, W
ok ASCVD i fE. XFF ASCVD KU b | AR fEny
WEIRIR R, YR LDL-C #5HI7E 2.6 mmol/L LLF
(%£15),

PR A B AR IR

e L HEXR TRER

WERBESH ASCVD £ LDL-C < 1.4 mmol/L"* %" I A

ASCVD R A S B4R ®EE .LDL-C < 1.8 I A
mmoVL[zzS]

ASCVD R AR, PEtiERHmES LDL-C<26 lla C
mmol/L""

HERBEZIEHDL-C AREBLR, BIHMEAENG C

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

S ASCVD . FBKSEREE(LIE O M R LDL-C. (REZEASE S ER,
HDL-C. &% EEE QEER, ASCVD SRMNEZIEEKL= 40 & HIERR
BE, 20 ~VEERFE=IHBREZLSIERTRE, =1 BER
fRiRTE= 20 F£olfEAN ASCVD B8, ETERKRFEE. sl/E, MERE, BIE,
BEBE, RERBUARIEE, BRERE. B4R, BUERE, £ U0FILE,
FIMEFE( SRERSRES )

K — R 5 R R T B 1l By 0F 5% 32 7 fith
1T 2525 W {2 R OB PR 95 FR 35 ASCVD XU i
TT 2R 25 W) 065 IH [o] st Wi e 9 i %0 5% (A ) PCSK9
AT BN, A IR B 9 ASCVD &
Al AN SRALREAR HH Ak 25 o 2. M T 28 259 A a1
A DR 20 W A R 5 45 SR iR ik, (G
I TG TF 5 Al HDL-C F& 1% #4317 20 B8 M AR 35 01 45
BRIT R tE. MIT RGP EG HAE o-3 5
1R X A DR BB ASCVD UK (1 T T5BF 9% 45 SR AR
— 3, £ H 4¢IPE 7] & 3% R AL ASCVD KUES M
RIL, R TSOHE PR /=1 i R B i By T 2 2 Ry 3
RHFEREIATT . W LDL-C ANikbn, T4 I [ s
W i 3510 = PCSKO il 7] %, s LDL-C ik bg
S5 TG B sk dE HDL-C ANibbn, ZEEea mal
JEIPE, -3 JEMRREL D422y 1 127,
11.3 12PE B

& FF CKD B9 CVD 8 # %6 T XU & 35 3 .
CKD 3~4 1 88 & H )4 F ASCVD & G AHE. CKD
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SR I R AR TG FF 5 B 2 1T HDL-C B AIK %
sdLDL ki B & 34 fin. CKD & 5% Wi Lp(a) 14 38 1
i Lp(a) KPR . ABARTT 2 25 036 97 %t
ASCVD JRUS R RAIRAZ (8 B B h RIS A2, e
R IR SR E T, TR YAYT R R R
fIREL ASCVD JRUES: 272 (HAE E B B o RE A 4 R
o, I XHEZ B TR YT I E B CKD BE T T
BT B R R A B RO (R 16) 297,

CKD B E 2 AT 22595 R NS i & e AR,
JUH T B D RE IR AT M DR B AN B /N ER g i R
(eGFR) < 30ml/ (min-1.73 m*) B}, JfH &5 XU
ST 22550 B UIAROC O SRR N A
TR 23] THE K-, EEREE CKD B St
VT2 R, P RESG AL JRURS:

CKD 3-5 # 8 £ IATT
AR G TSR
ST AEEMT R E CKD 3 ~ 5 iz, EWE At | A
ST M T S 254 B4 AB [ U UK 4137 P4 1R
LDL_C (224-225)
WTFEESMTEADS M TRAMKSERBRE | a ¢
403 89 ASCVD & 3F CKD 3 ~ 5 HiB&, 74
BEENTSTT I OIS R4k Skt f X te 24y 2
N FRBIEHTEIE ASCVD B, REIWE BT Il A
%% [226-227]
SE:CKD: {2 'BHim; LDL-C. K% E ST BRBEE; ASCVD: FhBksBHE
LM O M E &R

11.4 iz

FES MR AN 26 — e Wi, AT 225 RERE
fi& 1 mmol/L #Y LDL-C, fixi&srh & & K FEAR 12%,
[vi) Fsf AR Co I LBE A IO I A5 BT XU P2, My T 252h
WIZEH M BoR, BHEAR 1 mmol/L () LDL-C, Xz~
Y XU B AR 21.19%%, IMPROVE-IT #1543 )2 43
Brivss, 7E6IFmA R st iy ACS B, T2k
25 Aty I R T R A i ) B R A T 2 2
YIAH L, 3 AR Bl P i 2 v T XURS: 489%, [
1 T A5 20 i 2 v - % XU 409%™, 1 FOURIER
WFFEFT ODYSSEY Outcomes BF5EH, S5XFREZH Hig,
MR T BT 1 Bl 1) P4 JE BT 43 B BE IR ASCVD f8 3%
26 v XUy 259% i1 279% 7

e FHENGIA T 55 H Ik I A v iR 56 R A7 AE 4y
iz, A DA A A iR R XS 1Y) SPARCL BF
FEH, 80 mg BTHGARMTTIRYT B PR LB s £
FEPEMG 27 16% , {HL H i oG 2 mp DR 48 1 1
BARTLA, FRAK LDL-C A3k %5 8 K P AE ik
A A (6 17 ) 2522

fiZE R E B REa YT
HEEW KGN IEEER
Xt 5 Bk 3 B B 4k 14 BRI AR 2R o S TIA & 3F B [ A
CAD = PAD £, i LDL-C < 1.4 mmol/L;
3E HDL-C < 2.2 mmol/L"% %"
ST B AR E L MR MR ZE P TIA B3, A
# i LDL-C < 1.8 mmol/L; JE HDL-C < 2.6
mmol/Llne—ZZB]
X F Bk AR AL R M R 2 P el TIA, HEFEAMT A
*%%%1@%%&53}—? [228-229]
N F s Bk FERE (L M SR AR ZE P B TIA, fthiT£25%) Il a B
S&F7 LDL—C FiAKRZE o7 hi A AE B B U YD 4137
X F BB RETEL MG M AR ZE DSk TIA, f5T£% |l a B
1) + BB E B2 0% U3 4157054 77 LDL-C FiARE TT A0
A PCSKQ #p13( 107
SETIA: S MRS M & 1, CAD.: IRSNBkESB ; PAD . A M E &R ;
LDL-C: R RS E QB ER, HDL-C. SREfE GfEERS PCSK9. FE A
B EAEER 9

11.5 75 % R L AN

= 75 & NUTT RIS,
TTHE R fE 2 AN R B RTHEPERH ST ( Prospective Study of
Pravastatin in the Elderly at Risk, PROSPER ) [JX}5
oy 70~82 % AR B, HH 50% & ASCVD & i
NBE, 50% A ASCVD, 4558 /R W% MhiT 40 mg
YA TR B2 R AIK MACE R A% 15%, B4R
FATT R — AL T UE S Y i
) — I 75 28 AL TT S 25 MW 5T 0 25 25 0 i s
=75 AU < 75 % AR AETRE LT 2R 25 W0
yrrhakas, (HAERA FEAh ASCVD Y44 (70~75
%, =75% ) ik A T EoEH . IMPROVE-IT
TR o, 75 % K UL BRAR ACS B3,
7T 2R 25 W0 S U AT 2 A B S A T T 2R 25 3 0
55 S K A R, I B 20961 P33T PCSK 410 i
R BT, Ak B AR TS 70
40~80 & " FI= 18 B VN M E T = 75 B AR,
HAE FOURIER #FFE R I I2Z 0T s, = 69 21
AHEI PCSK9 AL FEARIATT R 45 5 < 69 % 1Y
NHE—30™, Z54 DL RIS RIS = 75 Y ASCVD
BEY < 75 % BRI AR I

—WURYT A AE = 75 2 B4 N 1) — L F B bt
%¢ ( Ezetimibe Lipid—Lowering Trial on Prevention of
Atherosclerotic Cardiovascular Disease in 75 or older,
EWTOPIA 75) Wik, = 75 % [ JC5e 0 HE i
10 mg {31 22 A1 AT 235 BRI E SR FE . O JILRESE |
SR Bk i iz e A 2 XU 34% 0 SCRHRAT 2
AR BAE N LA 5 ASCVD — 2 Tl i it =

Rl B = 75 2 B4 N B Z P21 5n
TR Z R, SO E 2 A AR B
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JLIE 5 e i F R 2 AN TR B 1 B D RE IR
KRR 25 W7 i M BE B 2R, RIATIE AR
K, AR AT 35 VR HE K i 24540 750 i 5 W I
YIREFN CKo X} = 75 % % N9 ASCVD — 4% Fit s ,
B2 & ASCVD A3k KBS A1, AT Z0EAh A= H T
RE . NFRAE . Wit ZERASEEFLSS
TERE S, SRR, DA I {5l i 1 77
AT AR R R A A Bk a5 B bR, R T s i
SRR TR YGITE HARI RCT, Xl 247
NMTT R Z5H0R Y7 R BARAVERE e (% 18 ).

B —h EE A (= 80 %) 2RO UESE
Kb EFoT P S5 R, 5 LDL-C = 70
mg/dl B F A, L LDL-C KF < 70 mg/dl 1 H
HIFRA ORI WO AT 3R 35, Bl ] 2 2
MEMERNER, RREEFEREN LDL-C ik
FEF )5 0 T 2 — 5

> 75 % 2 NI R

RN WEER TRESER
3T =75% &7 ASCVD th BE B H TS5 Ila B

ﬁ 10, 97, 222, 231-232]
WF=75% ASCVD &R A, BERILF. F5B. II'b B

THEG R EZRR, WRZBEXE, BWE
T A WETT BT — R P

MF= 75 B & ASCVD ABE, BEELK. ®H. la B
TEAE G U R EE R, BIS 58 E R R
BIRIGTT AT — Ry

NF=75%5 ANE, WFERELAYHEEERSE Il b C
MEERE, BUNRFEM TERAYITE, %
BN REIR AR o] & FREE A B B B2 R oD 41 5 =
PCSKQ # #5577 »9

SE:ASCVD: shEKSBRERE 1L M40 & e ; PCSKO.: IR B L BEAE 53
BWx9

11.6 4Tl

GRS S B EE R AR T, fE R AT R Lo
LDL-C A] J} &5 40%~50%, TG TEIER 14 A HH
Th ek 8 MAE X 4L Uk A9 52 A -5 A T 5 1) AR
Ay RN RR AT o e L I RE AR 56 A G 7 A
208, (H A E TG IMLE v S B0 R R R
WRLCHEFET Rk 209772,

X F AR gR A A BRI R T A, ek
FATPR, e I P AE AR N U AT T 2R
254, IR [ R A i 50 R0 PCSKO 410 i 5] . 8 A ik
Pio XFFAEURGIE ACS A 1] 25 R A FHARERES 557,
FEE v H [ % LE 5 9 ASCVD n] % & i LA 3R
IT o XNFFZEE TG IMAE ( > 5.6 mmol/L ) fR & % &
A2 o-3 IBIifR. & TG, Al H

DURRRZG) AR R A T R LA JRYT 7,

KFAh T A2y 2R LRIE 50 20k A
SIS R B, e 4 E 2 ok iR A IV
PEABTT 25258, AT 3 G I AR At 7 T 1) BE AL BRI 5%
T BABNWEFE S5 e BRI T S 245 036 97 14 H A= s
() S HE RS, B2 ZE 2R BT B R At VT 2R 25 AN 2>
FEOI A R R RS, (ER 5 R R R AU
TR SE B8 K, 2021 457 A 20 H, Z£[E FDA
HR A AT Rt 7T 2 25 2 Mk B B i o B, ok
OB T 250 “URR X 287 ARss (X 2hnss Jy 2k
B ) B9 HR, WEIRTE ASCVD & fG st /4 1
FRAE, 40 FH sUBRA: & A 2k bk sh ki oF i o
AITEZ2ERMN R . o PRAR A i S At F R E e
12254
11.7 JLE K /04

28 55 AAL 2 kR s R I B B U A
EPRTE Sd A A AN A6 04, RIEDLEF D
AERR R SR MLAE & AR R BT, KR E A
20.3%~28.5% . JLH M /AE MG 5 5= Ge—hifE,
FRPE 25 LS M AR S H bnvfe B2, EI 4R TR E L
BT/ DA RIS K G S5 8 i 22
11.7.1 IR GHA

X R AME AL K 7 ARG T AR i 2 -

(D)= —Gorah et < 65 ZaH M < 55
LA CDNEESE , LZR . iZed . CABG, HEE A
M RIEA . I

(2) 22 TC = 6.2 mmol/L 554 T 15 i 5
HI

(3 M Bz Ik o sl veoRd sl IR P AR IS

(4)EBERRIE . I BERE (2~8 % ) ol &
(12~16 % S A MART TR 5 XFFI5E FH A5 0 2E
AT IMAR S H B R i
11.7.2 1G53 58 SUbRifE 127

TR L e 5 /AR MG 58 S5 il L3R 19,

EXR) )L £R5 0 £ iR e S i mmoll )

ImAg && e 52F= / BT FE
TC <44 44 ~ <52
LDL-C <28 28 ~< 34 =34
TG
<10% <08 08 ~< 1.1 =11
=10% <10 10~<15 =15
HDL-C =12 10~<12 <10
JE HDL-C < 3.1 3.1 ~<37 = 3.7

E.TC. BB IDL-C. REEKREOEBE TG Hih=1;
HDL-C: &% EieE aEEE



o EE IRk 2023 4F 3 4 38 45 4 3 WA 45 297 ] ) Chinese Circulation Journal , March,2023,Vol. 38 No.3 ( Serial No.297 ) 259

11.7.3 MRS T

XF L MR S5, AN sz s AR &
MG SR IR AL . I REITALTF 1 h
H S5 3] 5 432 Bl LA R AR B AR 2 he
FE IR TR RiGY T LB E DA MG = W Eht, #2
o IR SR PR R IR R, BV R HoFH, IRE&h
P A A RS T PR s Mg 56,
WEIE RS HEFRIBA, AEmMAERKET; 299
IRIT AT S BRI BT BE2 FH B 5 08 FH H4.
11.8 SRk i JIH i i 1A

FH (1 3 5 RAFAE R 3% LDL-C /K-8 & Tt
L SRR, H AW EA RKEREN. HR
A R SN HeFH I PR I2 Webs e 35 17 22 15
JI PR W 28 bR vfE . D2 [ Simon Broome FRIUfESE, T
[ FH it 52 Wl R E FH % Z R8T E
2) PR wRE [ ELN FH BAS A R FH R AR
ZARUE S Simon Broome FRUE . faf 22 g J5 Ilf PR X 4%
P v 24 ARRL A BIURR B R S B RV BN
0112 LU RS sl 2 B W R R AR [ IR y7 2 FH &
& B O LA I & RE AR ASIR YT R (2% 20), [H
RIE IR, FH EEHRZWBR A L LDLR . ApoB .
PCSK9 1 LDLRAPI J&H K 4h, 6wl 9~ Kt 47
WA NG i, 55 % SEEEN 1. ApokE.

e XAy FH 2 56T

ABCG5 F1 ABCGS 25 KLRAN , A5 B T2 Wi F % 51
I/Z\%ﬁ' [77,250] 5

(1)8% ASCVD £%;

(2)BFREABURRESE;

(3)AiAILS LDL-C = 3.8 mmol/L, JLEMS
LDL-C = 2.9 mmol/L;

(4)BEBIEMAES

Hebrgk x M= B B B2 M
H—FWEERAEERE

WA :

RAFETSI3 &b 2 %.
(1) RZ857789M55 LDL-C = 4.7 mmol/L;
(2) K/ BECEIPEMARES( <4565 ),
(3)—HEBPH FH FE % ASCVD £F

JLE FH B2 BrtRAE .
FK3&Y7 HIMSE LDL-C 7KE = 3.6 mmol/L B

—REBDE FH HEAB R ES

JE:ASCVD: mIBKSBAEERE (L4 M B &Sw ; LDL-C. IRZE s
EOREE FH. XEMSEERME, “£4%" EHSERBM
<55%, &M< 65%

FH BTGB S KIS HT R

HEREIW WHEXH  HESER
IEARFRESHTFE RIS AT FH & S51207, siE2E50EM, ERZHBET FH HI2ARAKE, BREANU | B
B IR ERGERRSN PO 21250
A FH 823 LDL-C B#rE ¥, KL ASCVD K < 2.6 mmol/L; £l ASCVD K < 1.8 mmol/L; £ElfE&K ASCVD K Il a B
< 1.4 mmol/L
JILEREDVEFH BF ( < 18% ) LDL-C BirE " T ASCVD K < 3.5 mmol/L SEELEIE= 50%; ££Ti Ila C
FR ASCVD R < 2.6 mmol/L BAEZLENR= 50% ; FEifnRK ASCVD K < 1.8 mmol/L BELEIE= 50%
RIE LDL-C XARB RN NMAT ZIE RN E R L AN S LDL-C 59, SFMTEAY. BEBEREMFIF . PCSK9 | A
H I &

HoFH B#&oBc& N PCSKO ##3. Lomitapide. Evinacumab ( E4MYEFKIL ) |
BAT 2825877 LDL-C TAKRI HoFH S/ " &R A HeFH £&, BWHKAKEEONE LT, E082F 1K | C
12 HeFH JLBERRBHIL (FRBET 104 ), Hi2EZL4EEF X THGEMA LDL-C = 4.7 mmol/L, EIWZshitiTH |

HEST( = 8% ), M TRBYEITEIh= 4.0 mmol/L STECSREE BB UHSIFI( = 10 % ) #2

FILHFH LENREHY (&RF 256 ); HI2ENREBHMTRAYKSEERREMIIFIET (&KF2% I B
B ), RECHEZEANE (REFSFH. FANBTF8S ) 81 ~2R1K =12% JBKE PCSK9 #H

EVinaCU mab[2537254‘ 256-258]

BT HIAEETEZESINEREL N BETNTERIUNER HoFH BF, IXEECMER R A TARBES b C
7, SHIREF RN ASCVD 3= E R Akl ik & N % B LT ST HEa 7 P00 70

7 :FH: XM EREEMAE; LDL-C. (RZ/EEE QB E & ASCVD: shBiGB AR L 1%/ O i &% PCSK9: BIE B LB EAE R 9;

HoFH: 4i&F ISR ik 14 = AE BB MAE ; HeFH . Zx&F B 5% ik 14 5 A B B2 M iE

E NSRRI’ ERERS

ERIETASNM: B hfmt RERL, PRE
FRCaFRENE, PREFENSEE L, PRES
PRAAREN L, PREFLRBESSIS, PEETES

EEBITIESERS (REREEHF ) o (K
FRERAFESFRRATEMN TS, PRESFQ LSS
LFIEER ), IWME(GHRERRFRELTRIZER, F
BEPFELaK), ThH(LERBXFEFRMARALE
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%), RAE(GRKFEFRMERBRER, TREFLMHE
RpFEreIAER), kiE (LWAKREFLGER ), REFE
(LWABZER, PREFZSASSLFSLSELERT ), AKX
—(FTRFPARER ), RHF( LETEHESARER ), M
AR (PEEFAEREINER ), HE (AELXFWET
LWERR ), $HEA (BAERRERREER, PHAEFZACH
EmENATHEER )

IEEBITERAAK

WEAAN: SHEE(CFEEFHFRENER)

MR (BREREEHF ): 2% (PEESHFRE
Efg ), BEA-F (LARBRFEFRHEREER ), B4
(BHMEARERBLTZRER ), BKF (PhRFhigE
—ER)

EEBITERA (REREEHF ). Tk CAREEAH
XEWE=IR ), BRA(BHREMRFHELTERER ),
LM (HRERARFE—REBEER ), TXE& (FHREHK
PHELTRIZER ), E¥X(PTEHRERHFREIER ),
ot (A ERER ), /g (EHRERAXFEHEIL TR
Bl ), @b(CHEEEasiEen ), k(T RFSH—E
), Ea(PAAFER), LKL R(ATKFARER ),
Fueth (PEESAFRATDARER ), &8 (LELEX
FHELELER ), F#% (YEEFHFREINSER ), 0D
(A ERER ), TR (TEEZFHFZREIER ), £
(PR ESHAFRESNER ), PRt ( LEKEER ),
K (P ERBIAB IR PO RSEEA ), Kb (LE
RBRFEFHEREREER ), RL(LTRKFARER ),
HHA (LBERBRFEFRRERAER ), HHK (MK
EXER ), AAF (AFXFEFIHIALTAELR), AN
(PERESHFRENER ), B (PERBALGIEH P
SBRGEERN ), AU (W KFREBER ), A2 (i}
HEGEEZERFRIFER ), A% (B2EKFHES
—ER), % (LFAXFEZER ), 95 (Esfo
ERER ), FLF (TREARER ), Rk (FEE
FHEREIER ), BEA(ARKFEZER ), 24(L
BRAEER ), R (PhRFRBIER), TR (F
WX FRESE—ER ), 2 (L PHEXFRFESLRIE
WRER ), §ER (RFHRER), HEE (ELEHX
FHEBEER X EAKFABRESR ), F8i (LRKEF
EFHRARTAFR), ELE(FTAEFAFRENER ),
B (e PHERZRAFEFRNENFER ), £F (4
FTREFHF—ER)

EEBITHESR (EEREEHF ) TRX(TEE
PHEPRENER ), W (AHREHRXRFIHELTENE
%), FRE(PEEFHFREIIER ), 2WF(FPEES
FRESNER ), BEF ( LAABXFEFERERLE
), BPHA( LEREBRFEFRMEREER ), RA(H
HEMKRFHBELTZAER ), BRF (PhRkFhE_E
%), HEE(FPREFAFRENER ), FpEA(FEHES
HFREIER ), BERL (PHRFREZER ), AR
(X EHMRKFEWBER BELERHXFEREESR)

IEEBITHEA

B TRA(FEEFHFRESNER)

BB Bk (PRESHFRESER ), &% (FH
EFHFREIER )
PR A S LRSS ITEY FRAA BT R

S 30k
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