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I (low-density lipoprotein cholesterol, LDL-C) J&
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i ik J22 I il B G e R ol A A L AR A e
fify b g b AR A HE 4E R (BE R R
2024 4F)) .

— MR A5

At PR i i A I 45 S BE [ (total
cholesterol, TC) . H i = Mg (triglyceride, TG) .
LDL-C #1 & % J¥ g & 11 B [# B (high-density
lipoprotein cholesterol , HDL-C) . TC J& 8 L7 * %%
g A T IR R B2 2 SR, LDL-C J& ASCVD Y
BUR PG N R, 2 W AR IR YT B B A
W H S OLF , HDL-C 7K 3 5 ASCVD K[ &
XK

4k HDL-C 24 TC i 2 HDL-C 3k %, {03 7 iy
A 78 2 11 B (apolipoprotein B, ApoB) f¥) 5 25 [
JIFL B ) 5 e, A HDL-C s P 4 S ASCVD — % Al
TR T UL A

A AR BET LM AT LLIT R #OE & A
A1 (apolipoprotein A1, ApoAl) . ApoB . I§ & H (a)
[lipoprotein (a) , Lp (a) ]l . —MeAF &L T | 1%
ApoAl B = (high-density
lipoprotein, HDL) UKL /K -, IfiL ¥ ApoB 3% fz A%
% 5 & H (low-density lipoprotein, LDL) i k7 7K
F o Lp (a) 1 LDL #% kL A1 20 g & 1 (a)
[ apolipoprotein, Apo(a) J 241 1%, /& ASCVD F145 4k 4
TR I ST AR R R

M T A 5

L 5 A A A T S B S AN REFIHE
T ASCVD MR P4l 5 T H0G YT o X T8l AR,
A <40 2 JRAE B 2~5 AR BEAT 1 LR A6 (62
i TC \LDL-C \HDL-C F1 TG ) ,>40 % i{4FE N & 4F =
A REHEAT 1 U BEAGIN o R A bk I, S it i 22 /0
2 A OREE H R IRE S BERA AR E , 24 h R
17 ) B0 B AR 06 2l , 25 8~12h, AR pk B &= D
5 min,

i A A5 A F X 5 0 - (1) 47 ASCVD i &
# 5 (2) A 24 ASCVD i [ H 3 (e i e R
o ALRE R 5 (3) 4 % ASCVD Z)i% s (B 1
— YRR <55 B etk — R E <65 % [ ASCVD)
B EE i i MLAE 8 5 (4) BRSOV B ()R
N BRI 2

=ML R0

1LASCVD AR XU Al - 3 ASCVD fE [ 53
JZ AT A [F) 58 R T TR A A B A R0 SR
ASCVD i & KR Vil J2 1w g 47 B ke 5 119 2

fifi (& 1)

2. 1M g A 3& K OV 19 2 %5 bR i . ASCVD — 2%
B A A AR CHIE A PR e BB 38 ) 19 3 22 il IR 48
BRS H R eI 1. I RS S W B IG IR 4 28 4K 1A
&1 0] 43 Ay e BRI ARE | R H IR =R AE LR
B 1 e g I RO ARG 5 9 B B AR 1 I Ol AE
1L g 7K S S A5 38 b ZEAK 5 ASCVD RURS: 78 AN []
o H1 W o

F1  PIE ASCVD —Z IS AFEAEME b B 22
I NEFE AR B9 2 R iE (mmol/L)

PEs TC LDL-C  HDL-C TG JEHDL-C
FRAE KT - <2.6 - - <3.4
GiEAKFE <52 <34 - <1.7 <4.1
BGTE >52H<6.2 =34 H<41 - =1.7H<23 >4.1 H<49
Tt >6.2 >4.1 - >2.3 >4.9
FEAR - - <1.0 - -

4 - ASCVD A Bl bk o83 B AT Ak 1 o0 145 2 975 , TC Sy S AH 1
LDL-C A {I%4% i g 25 1 EL[E 85, HDL-C Ay 5 4% 3 g 2 11 ELRE 9, TG
o H i = R 5 2 b B B 2 T TR A R 12 h DU E A i i K
S —ATC

3. 05 B bR : LDL-C &R IR IR YT A9 B 24 A
LDL-C ik b5 )5 , JE HDL-C g ¥ BT Wi#l 25 . LDL-C
A1 4E HDL-C 35 b5 J5 TG 45 & ( >2.3 mmol/L) )
ASCVD = 5 M DA b B3, AT [R) s >R ] =k b
fig (eicosapentaenoic acid, EPA) I8 97 DA i3k — 25 P& AI%
ASCVD XU .

LDL-C % il 7K 5 [ 2 18 ASCVD B {4 JRURS: o
LDL-C () H AR WL 257, LDL-C Rk, 54e
Bf ] K , ASCVD MU R R 2 . 4E HDL-C H#r
{E=1LDL-C H#3{E+0.8 mmol/L.

R2 IR AR AARE

ASCVD KU 254 LDL-C #f#57 H A5 ME (mmol/L)
ke <345

AN A <267

w5 i <1.8 FLAHELR I ARIR % >509%
S <1.4 FBEHELR AT Y >509%

1 LDL-C O AR % 18 i 28 11 IR [ 852 5 45 T4 PRI 19 ASCVDAIG
of S R IR R L R R R A I B DR S HE A

4. NIRRT B SR W < R T A A 2R S T
AT WA YIGTT o B e T R A3 7 5L
B4 A BRRE BT LT B By AR g P AR
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| ASCVD |

WS BT SOREEASD B HEEDIR TETHEESGE, TEEIIASRAR, TEHITI0FASCVD XK ITME
FEEASOD BHEAHFZ2TERRER (DLDL-C>4.9 mmol/L s{TC >7.2 mmol/L
W PRI B (I =40 %)
(3)CKD 3~ 4 1
FEEASCVDE 4 :
DM AR AL (< 1 4F) R . TR0 FASCVDIE
@Eﬂitb?&ﬁﬁﬁﬁﬁ(%iﬁ@%%) v
@ M7 s 5 SN (mm
COATTEARRY I BT B 45 i L2 T s MLPHEERE K 5 (mmol /1)
ﬁré‘f)'% 31<TC<4.1 41<TC<52 52<TC<7.2
51.8<LDL-C 52.6<LDL-C 53.4<LDIL-C
SEREE: <26 <34 <49

DLDL-C<1.8 mmol/L, P& 4 EEKASCVD Hpf:
@R LT LIRBME < 558, L <65%)

%?;ﬁg% gg EPEE% &aﬁzgg&mhc >4.9 mmol/L
o= Tt e ML
©® L
(DCKD 3 ~4 #
@ W

wEE: FMEaBaRinERNHEMASCDEE A LI

ASCVD : B bk R AE Ak 0 A P , LDL-C « AR 25 BE N 4R (1 IR FE A, CABG « bR B k55 RS M A , PCT: 22 B IR Bk A A3RYT , CKD :
P B IR 5 A B R 3 KT 249 0 T TR K, A AR AV 1o 2 i 2 P I B AR 245755 % (PR bk ) <40 28 RS PRI &
B8 Z UL s AR A LB 5 B DR S8 2

B 1 E A A ASCVD S XU T4 AR A

TR AN BR A P A o R S HRRE R X I I R FE JC ASCVD #Y N BE v, 24 28 3 U5 X 1l

M) 58 K, = B 2k IR A 0 g o IR R S X TR 7 T
B, BB S K L A 4
R4 A . X T ASCVD H G L B AREEL &
- v R T I o AR, R B 5 A e 2 i AR
GRS ORI IS - o SN N NG = A 4
300 mg LA RN i fg A L RE B R 9T
qnRe

I B E IR RE R IE T Y

1. R 7 B 45 A B, 20~25 o/d, SR AR FIAG
Ui R (A ik ) 2 A A0 R 0 R ( sh 403k B
7&%)[1410

2. i AR g R (S A i S )

3 HENER S MAKIR Y a4 Kt
WA

4. KRR LR O 1l B B (ASCVD) H e LA I
N BER A 1 e A B AR R B % R R

E B, B H Z>F 300 mg[ll-mo

3 A JE A REIB BIRE N H bs i, 05 5E i R
Ne25% . MiT 2825 %) J2 I BB [ B 00 7 A L i
A 7 L R P AL A v A iR R L VT 2 2y
Yy . 4 LDL-C AN B8 3k A5 i, AT B A £ T HE (77
SN 25, IEL [0 Pt i S o R0 A0 (RO i
ﬁ EI ?F#z: ﬂ_’, @ﬁ *ﬁ $ % _lil'— % 9 (proprotein convertase
subtilisin/kexin type 9, PCSK9 ) #1ll ] 511 */

XHF ASCVD MR G/, AL LDL-C i
(R LTI 22595855 LDL-C>4.9 mmol/L, iR H]
T 254 8% LDL-C>2.6 mmol/L) , Wil i 1224
Ik JEL 11 s A AT 41D ) 79 AN BE £ LDL-C 3K AR IR, AT
% 8 BRI AT T 225 R PCSKO #3155 , LLORIE
H LDL-CHRIPIAFR. FENRSRI AR LA 2.

TG Tt i 5 A g BE A 16 O3 30 S ik & % DA
K iz B MR KB AT A R TG . Rl 2 TG
Th e B9 B R R, TG T g B A A B 05 2™ 4% PR
TR B8 A o IR B g3 R B3R R A 4 R A R Y
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| HUBASCVD el s H ik T |

He T AT
Fikhi !
| R RS 2 AT 25
Kbk SELRLDL-C KP4
~ | mEwemwTE
| mmmEmcngin | RBER | i e E R
WD AT L
- bR R
A A
| IFIPCSKY 5 71 |

ASCVD : 3y ok ok B 1 Ak V00 I 45 9% , LDL-C « ik 25
FE R 7 BT i, PCSKO « BT AR 14 Ak il b 45 v 1
%9

B2 FARRmk R

BN BRI RS AR K AL A A
HIMESSESTEEENHRBEKEMESEKN
LR EEA .

AR TG I 254 = LA 4E DUFFZE L w-3 Z A
JIE TR (-3 i M R F5 15 40 138 5 F Ak 7 % ) e A i
F2iyy . BARAATR,

PEH W =R (TG) iR &l

1.TG=5.6 mmol/L i, 1] 5% JH T 42254 . -3 g i
MR RIS 2R YT , AR R e IRUBS

2. Bk RERE AL O LA 6 (ASCVD) F 3 I i)
fo NBE 32 Hh AR T T 2R 25 W3R 7 I an TG
2.3 mmol/L, WAL S FE 45T K50 & — ik Tl
ik 15 (IPE) (2 g, 2 /)7 Hoyk a] 2% & 45 T
HAth -3 AR TR, B AT DL 4% ZR L DL 45—
A ASCVD XU

LT
4~6JH
5 A5 1M JE KT

[ i . JFE FIcK |

—

5. B NEIR YT SRR A I 5 Rl U - B iR YT
WE iy H B A SR R IR BRI B AME, IF T 2y
PITRIEAS RO o AR DAL &5 9% Ik 2593697
%, RIS 152

KRR IR YT BE VT (8] 4 TF 4R 25 909697 J5 4~6 JF
BT 1Y, 2485 3~6 1 H BEDT 1 (K 3) .

6. HIZHRAIE 5L 2 I IR A B A I R 2 R Ak
(1) 7™ 8 w25 JIH [ B 00 5 (LDL-C>4.9 mmol/L) &% ™ &
I =S ME (TG>5.6 mmol/L) , HA 235 K L
EEEEERH; ()G I EH I E RN TR
P JLEE T DA R i AR ARG TT A R R
e AEL ] 2 o 808 2 25 5 (3) B BRI YT IS M AN R
SR, B T E A RV .

KRR 25 IRYT

HRAE L AR, BERR 254 43 Sy 32 B2 AR [
2 (14 24 1 F1 S BB A TG 19258 . 7E I RS2 B v,
0 MR A I S AR AR K LA B T BA F 1Y
H bRl P S 75 5 R 25 P sl A B B o

1. SRR N A 2459 - A i A T 2R 2 R
] 2 S AT AT ) 76 PC.SKO 1 il 7] % 28 A % K HiAth
FEREZY

(D) MTT 259 - Ath 7T 2 2538 F o IR [ e
IMLRE A 75 5 g 1L A1 ASCVD BB ¥E . AT 2%
245416 W] fif TG 7K F- R A 7%~30% , HDL-C 7K ~F- 7t
19 5%~15%. ARIFNE 5 500 i 7T 28 25 9 IR
I T A — o 2 531, AEAEAr] — b AT T 2 254500
B A I, LDL-C 7K P i — 20 B I I B2 AN 24 R 6% .
b YT 28 2454 R e AT A B ) B2 R AR 1k, {ELI I
Jii B LDL-C B i 2 Fg 34 .

A5 B ALV T 2 259048 LDL-C K1 25%~50%

BT R FAG A7T 2259 A it . AR
Foft 24 15 350 22 1) At 7T 25 25 ) BEAIK LDL-C
A B2 DL 3% 3

g R A At T 28 259 (Gl G
fift FIR R B A TT 25 25%)) J5 LDL-C AT AN

Lo, poewumie | 7ok | PSR T IR A v LI 4 M g

T o ey | | wasmammm | SO R A () PCSK # i ) sl
A LR KF 3~6 | H a2 SN N =
| WER ) L TRRERE gy ] e TS Z5 MR L

§ Kk A I 1 4o

l 4~6J3

TGPV 7 SO A IR 26T I K I 5
F REAT LRI RAR A
CK: JUURRIHRG s VI b 45 P S A48 e 2
3 BEARIAYT AR e

M T | S, B FRRICK |

TE 5 At 25 Wy 18] B9 A AR T .l
CYP3A4BRAACH AL TT 2R 25 5 S
AR (I PRI R A SF) BLH A 2
NN NP N N E
AR PG At SR 3K R, T B8R I UL
JILTAS e 3 DRSS, , ol P b3R8 24 () W
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RT3 ATT IR [ B 5

[ L T e P 2 e )
TSR (B3 B AR AR LDL-C>50% ) BalFGARABTT 40~80 mg
B AT 20 mg

oh AR B (A H ORI & AT K LDL-C BTG AT 10~20 mg
25%~50%) HEFHALIT 5~10 mg
FARAMIT 80 mg
HARAMTT 40 mg
VEARAIT 1~4 mg
BT 40 mg
FARATT 20~40 mg
MARHEL.2 ¢
1 : LDL-C {125 B AR 2 1 I [ e

BV b R R A VT 2R 25, O MR R
L

o AT 24 25 ) (f LDL-C ik b5 J5 I 4k 22 K 15
O FH , URETH 52 107 38 e 45 FH

I A2 T T 225 AN R R 2 A 4 T
DIfe S AT 225 A XU VLB T = LR
BSOS e (B 4) , 2 2R ER#E . KK
7R R P AU T 288 25 0 A 88 o 2 A s ) RS, 1HL
HXF ASCVD 11 6 44 25 &b 328 K F 37 & B8 R s 1)
JRUEG

(2) JE [ e o o it 1) < LT 2 O A o 57
TR 2 A A A AT . B Yo IR 2, W A
R 10 mg, 1R/ 57T I 259 86 I, 4K
P 22 47 nl il LDL-C /K — 25 B AR 18%~20%"",
V1 A 0 — A PR AR 16% 2545 JIEL [T JsE i i 41
il AR B R R, B2 —a
FERI NS AE A AR .
O] & 7 H 5 fth VT 28 25 W K P s AT
A Tl v R IUIR SRS BN, B

F% LDL-C A9 i £ 5 PCSK9 B3t 3T 8L 1 /F FH 8 4%
IR TS —FT7 AT HEFE AR R L RIE A A
35 1 S A AR B e % 57 IRk I LA KL
I

(4)3% 515 % 3% % 10 2% A Bt S8 A0 FNIE 22 3 ik
SREREIRAE T . H AT RS AR 2 T
TRYT F A i NV B IAE £, AR B JEk #0088
B KA K™ AR . AR R A 0.5 g, 2 IR/d.

(5) HAMBERRZY : R b F8 2 —Fh L ih 525 (1l
T TS R B A R E A R IR [ R A
YEM .

2. BERETC 254 : EEFE TG W25 A0 45 VLR
K25 w-3 REIITR IR KL R 2 (% 4) .

3. B HE 2590 (0 Bk A o < [ B 25 W 5 1o
JECYETMLAR 50 T O A faH, R H 1 REE
1o I 3k bR 2, HE— 2D BE AR ASCVD XURS: , ik 2D 25
YRR N . HHral s r IR 25 R 2 G
oL RS UL 3% 5 L mT R Al 7T 28 25 A (s iR
fei] OS2 S WA 41 ) ) [ 2 R — 2B AR
M

i REE AR I AR

L. g ML AR A v I P B BB M5 A R v B
AR o AR £ B 2 JE A S e AL PR AR R Y
LDL-C HAR A . Xt F @il & &I E Rl E e R
ASCVD H 1 K2 DA b 835, T LA B R [ e 3
J7 ,LDL-C 2/ )i/ <2.6 mmol/L.

| mirxsmmrnen |

FF e WA I L AE

FH T R H g LR ALT, AST<3 ULN AI‘I\UIAI\SIT CK<4 ULN CI1<0>U 1 E CK =10 ULN
(3)PCSKO M3 : H Akt 1 - : ]
: o o 56 B4 — e
17 A H I T B A P I B RN e
FESEVE B HT /TP RNA 35 5 7] 4 v gﬁé‘lgﬂcfg{‘m’f@
e 2 N Ai
2 R IL AT 140 mg BERTRI PG | | [P ! L |G
N ER V) Al Vo 'ui EIR% /é f’%%# i’ B % il %
BAHT TS mg, B2 JA VIR NS, % W5 ?gﬁ% i PIRUES ﬁﬁ;ﬂ: Z/IJJE«HQ
4Pk F i 32 M &, n] i LDL-C /K F KL FICK | | FICK S EIFE S
B A IA 50%~70% , Ho ™ 8 B l \ v
. - S 2 L SER 2 EL
A WUR AR S B R R CK‘V)Z(EET%" cir,yig};ﬁ-:
b LA R 2 A PR RS R e e -
. . X 5 — i %o 2T
JO A RS R AL, FE AT JAITH 2

SEVEPAHT 150 mg, B2 F] 1 IR T
B, LDL-C R M 202 Je5g | 22

ALT : R 56 2, AST : 77 B AL 2l , ULN : IE# (LB, CK .« JIUER B4l

4 AT RSO AR B )
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2.4 PRI EE A < T M PR e AR AR AR
I LDL-C F13E HDL-C E B N5 I 5

PER i BB MBS BAREE I

B8 R S B 7 = R R A I (IR =
(ASCVD) : ik % B g 25 /1 8 [5 B (LDL-C) <
1.4 mmol/L "> | H F#AKIRE>50% .,

2. ASCVD U A 1= f& 09 B PR & : LDL-C<
1.8 mmol/L"" , LR AR i J& >50% (ASCVD KU
Sk ven e B PR R A R AT =40 %, 5% 20~39 %
A23AMERHE, A E B E o1 A
PRI RE =20 4F o 2 BLAE B DR AL 46 & i
LS8 R IR 5 e O 0 o 5 H 2
EIEAREE AR BRI E 20 E R
PR B 22 ) o

3.ASCVD U A AIG . A& B9 4 PR 9 R 4 : LDL-C<
2.6 mmol/L"",

4. 08 PR B LA i % B Mg A P I oA vk 2E H
b, BFRE MAHR 9 LDL-C H #5718 +0.8 mmol/L.

R4 EHEETCEY)

Ek/PES Bk AN R
DURREZY)
e DS 0.1 g, 3%/ GLAHAFHE AL A

[Ce IRz 3TN 02g. 1%/d  TEES
i

E[SENIEES e 0.25 g, 1%/

JE
ALY 0.2 g,3%/d
AL R B 0.4g,1%/d
h
RERIAE: 0.6 g,2¥/d
-3 BE TR
IPE I~4g/d B IR, K &
EPA+DHA 1~4 g/d Tl RE 1
I % U B B B
AU
JHR e HL R 26
NRR 2% 0.375~1.000 g, 1 ¥k/d B i 30 41 . J7 Bk O
Fe L% I AR
B 25 ) 0.25-0.50 g, 2%c/d o F KRR ILAE |

185 I L B2 E
THALIE AN IS 25

1 IPE i Rk UG TR R EPA S il U IR , DHA S —
+ AN TR

HELASCVD AU Ay i 7 1 B PR s S5 3 e %
SR AL T T 2 WV SR R IE YT, AN 2R LDL-C
AR IE A, T B D JIEL T s i o 97 ] 551 = PCSKO 4171 il
Fee s R LDL-C ik #5515 A TG T ok
HDL-C AN ik ki, %5 BB — 1+ 8 1% B2 & T

(icosapent ethyl, IPE) 5 HA o-3 i /15 R 5 D142
gy

3. 124 5 E % (chronic kidney disease, CKD) i
H TR EE RN B T R YIRYST
AE . 2 B AT ASCVD XU > 5 Xof 7 35 A7 40t ) o
JEE DI REAN 4 A A TT 2R 25 W) T BT 5T K o
ROR

CKD B 2 T T 22505 R WU Y 5 16 AR
R RIS, 5 17T 288 24 ) 3 ek 2 DD AR 5, ezt B R
SN DR 25 Y] T i LB K e
CKD 7 i S TT 2R 25 MR AT, al RESE I L AL
B, K A T 25 i RL A AR B DN R E O R O
LS e

4. 75 rp B BRI PEAS AR TR IR TR YT
g o AT HRIAER T EE, B AT AR AT
251 15 0 H P A v KU B TE B AN T8 ), BRI
LDL-C {825 i 128 R T A7 T 18 H i 7 2 v sy JXURS:
A HE A A v e XU S8 1 2 v o s AR
A WAL B IRIR T 1938 4 5 KU, LDL-C H
PR EA BT R

R BRENREERTEIN

1. 5 Bl ) ks A A L g de ot ek A e e
i e i & A (TTA ) B8 3, ISR g 2 P AL
% (LDL-C) <1.8 mmol/L; F i %% & s & 1 15 [
JE<2.6 mmol/L'*,

2. 5%F T Bl Jok ok A A AP Bl i Pk AR R ER TIA R
WA T T 25 i e iRy T

3. %F T B0 Jok ok A B Ak P e i 1k A R TIA B,
ZMIT 2697 15 LDL-C ANk bR ] b A
] R A 41 i 7)o

4. %5 F Bl Bkok R AT Ak P R A P al TIA, Zefth i T
2 25+ 1B [ Pt W W 0 1 50 3R 97 e LDL-C ANik
B T 0 R A 8 5 ARG F5 T 2 9 (PCSK
) Fpa 7RO

i E AR RS S (R AR 2024 5 ) BT A S RERS
RREITABH : H50 M £ 5% AL FHEE Y2
DR 2, AT R PRI & AT S
TR 2 PRI 2 SR TR A 20 A 2 2

EEIEITIESER S GRIEREMART) « U (i 4 8
PR e 4 5 R 2 R 0 o P o TP, R AR R SR R B PR A )
SRS, FNECERER AR R s RIZE R,
A a2 oK), 7O (L T 52 00 A I 2 e R s i 4 I
Be ), AR (pl s R 2 R 2 e B Js b R e, i AR I 2 2 il
PRI 22 EARZR B okis (AR RZFF & BERE) , XK %



« 336 - rRARO IR R 4 s 2024 4F 4 55 52 555 4 ] Chin J Cardiol, April 2024, Vol. 52, No. 4

RS B2 WraIme s i H s

I3 I S T HIF L I (P SEI
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