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FE m A5 E#EEE (2023 &£ )

T E A ERIEHEITRATRENS

HE
PLBh KRS AL PE.O M %9 (atherosclerotic cardiovascular disease, ASCVD ) 2 F LML %G ( cardiovascular

disease, CVD ) &Fk EIK £ fE REA— AR, AR5 i 25 11 IE 5 ( low—density lipoprotein cholesterol, LDL-C )J& ASCVD
AIECR TGRS N R o T FRE ASCVD Bl THHANNT ETHAGES, MASE ARG, LAt FE N I G s Ay
WIS T oMk i e, Fe I mARHE ma A B TTHRAELA T, T AR IR &5 7KF-BE ASCVD fER: 432 G AR T 5+
TEBATER R R AR, Bl “IE% " 19 LDL-C KPR ASCVD i (1) ) @ fa & m = s Bl et . R, 5/
BT L RE R SEINETNRS, ek “MEFEPAntErE " B8O “EE B " (LU FFRFHEr ). Frisri)
47 LDL-C /E N UG T H v 88, DGR 3 20 H EARME . MR e A0 Iy N B et b, DAp A Ay T
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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 Pl A Rt N 26 A i i B ) e T S A M AR AL
PN o Sk FERE L O LA 20 (atherosclerotic
cardiovascular disease, ASCVD) £/ CVD ( ik
A I AR i M K AR TR 55 ) 2RI 2 RS
—RIFETIRA, SAERF R 40% LA B EARR,
FEFE ASCVD P ks En ™, B TARIE
PR

TATIR A . AL F i R T S 58 e 48 78 0
WESE, R R AR IR B (low—density lipoprotein
cholesterol, LDL-C }& ASCVD M EURHEER R = P,
HIE AR , Hith 545 28 85 1 B( apolipoprotein
B, ApoB) WREM, MAhiE & Hil =mrEED
(trig]yceride—rich lipoprotein,, TRL) KHER, LI
fig % 1 (a)[lipoprotein(a), Lp(a)], 2= 5 ASCVD HY
S EL A B A P

20 {20 SE AR AR L AL T K [ 1968 4F
LR B S, 1980~2000 4E R B 40% LA E,
s i fa B R 2R A TTRR o 44%, TTRR RN R
SUIHEEE (total cholesterol, TC) KRR, FUEE
i 249, SR, BORH R T E R R TC. LDL-C.
il = (triglyceride, TG ) 7K 2012 4F4¢ 2002 4F
AW T, R AR A IE [ A (high—density
lipoprotein cholesterol, HDL-C ) B B A = 18 %
TR A S5 RO B B Tk B, i RO I g S
WHIRIGEAS | BT AR AR A b T HARK-
e, FEMmIG ASCVD $% T 2 EIHE e, i
NREHAANE G

2007 AEFE IR E R DA R S8 T, ek
oD LB SR L E R L RA MG ZE
ASITE 1997 4F i g S s gl ) ' ikt bl
T ChEBA G S5 PG R ) T 2016 4E7E
Jir 1 8 T A R0 A R 2 B i 1 B 4 o 1) 52
FEF, T E G0 A O E R0 LB T K2R D
SHAZERL R, LA EN AL ST 1 B
B, UL A T A R R B SR
454 EIBR AR TS m X AT 1A Th SR, T
FEL I S DA EEE (2016 AEB1THE ) 1, 42
TS A E AR E R, SRR IE)E N
(I S B IR B 1 R SRR Y,

R LG S5 B iR AR (2016 AEETT
W) KA, TS P i A S0 Y BT 5 S HR
g T RBMESEE, #E— 2P BE T LDL-C Y5 3 ik
ok B A0 DR SR OC 2R 5 BRI 25 W 3B 5 1o FH AR

JIE B 25 AN A 2 L AL BB A R T ZR 9 (preprotein
converting enzyme subtilisin kexin 9, PCSK9 ) i
F R, A LDL-C 7K - B AR 50%~70%, 1E
f 7T 2K 25 W6 97 WAl Bk — b FEAR
O I S ( major adverse cardiovascular event,
MACE ), FFEEIESE T 8RR BEREAIR LDL-C Al iR
2O M R O S A I AR 2
AR 2 [E 51 M B HE R AT T R AT
T8 ) A% A9 LDL-C #E i H bR, JRHX T
ASCVD i i fas s 73 Ah, 55 I AR OG 1 80 4% X
SRV RN EEE VPN i 3

BT EIRE 5, B0 ME R T KT SEk
GRS E R 2. W2 b
R For e R EE s h E ARy, 2
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SEBIGTER (2016 BT ) ) #E TR, B7EdE
Sm RS B, A T4 T3 AR K, e
ASCVD Biiifi

IR A MG A 15K F-FE ASCVD fE k43 )22
MG, fEBCA fak R W AR, ]
R “IEH " 9 LDL-C /KF-, XF ASCVD i (1 )i
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LRBEINGERE T BT, Bz RE2H%
FIFRR L,

AHE B RS B MR S5 R R G %
KR SEAH ML AR e e 2

AT X HHEESS B SRR

125 EESEA () —8N a3 A
RUNAYT AR, HERE A

1125 A A (8 ) A RIESE A 7 & s e
AN BRI B, T a 28, A OGRS . WS
Wi A FHAN (B ) AR, ISRy s A
BHAG; T b 2K A7 KUEYE . WA AN RE 7S 4E A4
MO AR, FIH RN,

M. EAEsEm () —BSAHAM (8] ) &
B, FERT— 2 ) AT BEAT AR YT B, AR
fliH.

AFE B XU S GOK -8 R

TE 55 7K F Ax i 4 3% F 22 300 Bl BL I K 5
( randomized clinical trial, RCT )B{ZEA04f .

UEHEZKF B JEHE T 505 RCT 5L 2 W EREHL
X BEHIFST

K C: AU L FIEHE LA (2% ) ZEF/)
FUBLAESY . BT I R I 45 AR
1 MBEF & RITHIE

ERRm

| (1) Bk, TEABGREKT, &
REFE ER A R, VA B S 4 3
 BRANE, |
(2) ASCVD # (# )& A AR BG4 77 % |
FRARRRAG, REHE. ?

20 titad 80 4R LK, FEAME, WG JLEM
HAME, MARAKEAS L 2, MBS S5 O R i
ij][] [15—20]O

IR B A3 B F- 5 7K S A ARE I 725 Ak 34
) E G bR 2018 4F 4 [E VA 2 Fodis s ™, R E
= 18 & MM TC 324 4.8 mmol/L, LDL-C 2y
2.9 mmol/L, TG 4 1.7 mmol/L, 5 2002 4. 2010 4.
2015 4E AT A R R A AR AR R B R AR L, 45 0
i B A3 S 2 K2 B T e 1 — Tk R
()78 5 4 BR 200 AN E R F RS SR 1Y, 1980 4E,
S TC AR = %2 B2 s R R (4 HDL-C)
(-2 Kb F A Bk AR B e 2 51, B BAK T PG
J7 B 45 1 2018 4F,  HE AW TC F1HE HDL-C

(1) - 35 7S D) 35 381 B8 2o T — S Py = R
Ko B, JLEE AR A4 MRS Kt 2 T
P JbRULEME DS S AER T A R 1,
2014 4F 6~18 & JLEFH /D4R M TC, LDL-C FIE
HDL~C F-257K 43514 4.3 mmol/L 2.4 mmol/L F12.8
mmol/L, #¢ 10 ERTEH R FFb. A i B [E K F-
() T s P AT §: 3 2010~2030 A3 [0 1M 485 5 41
Ny 920 J5 5 Y 3 il T AR [ RSP 35 K SF (1
UL T = TR ASCVD FiR B EE H AR

rh AR S RO 3 AR — AR AR 3L
B K 200018 AFE 4 H P A LS R BoR, = 18
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JIE A AL S I =T 1 A5 (M 4.9% 38 % 8.2% ),
5 LDL-C IMUAE o e 2k B FE, 2018 4E = 18 %
M A LDL-C = 4.1 mmol/L ] FL %]~ 8.0%, 1fif 2010
AR 2015 4E= 18 A LDL-C = 4.1 mmol/L i 1t
5153 50K 5.6% 1 7.29%"> >, 3 =)L # ME AR
i TC ILE B R A B S T 120 2012 A4 fE 7 4
AL BB, HET 6~17 % L EME D FE T D
NP 5.4% LEME DAEA E TC ILE(TC > 5.2
mmol/L ), 4% 10 4EFIFHE ) 1.5 %, JLEH & TG
& HDL~C. I W B A 0 o

PR A AREL ASCVD f8 % IR S8 A RN I8
TBIT RN R N & ASCVD — 2 Wiy . — 2 1 5
A% O RIS . 2012~2015 AE AT TR A o, P
= 35 % WL S5 ARl 161%™, X
F ASCVD @& fa AFEAT ASCVD i, BiiAE M el
e B A [ B2 0 36T 7 258 i LDL-C fiAbR% . fE—
BT ) ASCVD = fa NREH, BRI 2590 107697 %
XN 5.5%; 7EE B ASCVD AB#Ed, FEIEZ5 WA
J7 N 14.5%, LDL-C iEbr R R 6.8%", 1L4h,
164 [ 246 52 1 B 19 104 516 141 2 1 5 ok 25 4 fE
(‘acute coronary syndrome, ACS YEB¢ &, RAH
1o G S KSR AR A O 145 506 R LI A% B P
LR IGH ) P ARET T AT R P, 75.1% BE
o fE R, AR LDL-C 35k ( < 1.4 mmol/L )
1N 6.6%; fEEA B FEREET, 95.1%
() EEE R B B AN 2 AT T R AW B 2R 9T o e —
519 944 {54 H5 18 M el 0o L ke i A i ] R
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AR 13% FH Rl DL, K A4 1l i 38 T
T I5 o
2 miESREER
ELRT |
(1) S50 k55 boe 2 o a8 R > 2% L3602
| EBA TG,
(2) i PB4 TG L RA£THRES |
¥, GIEFLEME (chylomicron, CM ), #RAKEE
fi5%& & (very low—density lipoprotein, VLDL ), ¥ J]
ZEREE G (intermediate—density lipoprotein, IDL ).

RSB YIRS I T A

&5 JZ i % & (low—density lipoprotein, LDL ), &%

J& i % & (‘high—density lipoprotein, HDL )= Lp(a).

M AR Mg TP IR EE . TG F12EME (anwhfis )
SEREFR, I PR DR DG Y I A 3 28 2 IR [ A
TG, IMAEAETK, DA SRR EA R, B2
1 (apoprotein, Apo), 4iGIERIEE AR T
MK, Bz 2 A 29 .

JEZ 44 CM VLDL . IDL .LDL #l HDL. It4h,
A —FIREFAFRA Lpa). IREFRPIBREE .
By . RIEFIDIRE LR 1.

. B "2 FERERAD( %) FES] .
% = = - FERR IhEE
(g/ml) (nm) TG JEEE:ES Wil PEEEE X E Hith
CM <0950 80~100 90~95 2~4 2~6 1 B48 A1, A2, A4, A5 BB BRY P TG FORE E BN i
EEHAMAR
VLDL 0.950~1.006 30~80 50~65 8~14 12~16 4~7 B100 A1, C2. C3. E. HFfBA&AL HERREM TG EANEHLR, Ks
A5 By/K RIS B UM 28 RS BRER

IDL  1.006~1.019 25~30 25~40 20~35 16~24 7~11 B100 C2. C3. E VLDL t TG £ BBk /& LDL BK, #BHARFAFRI
fRISTAL

LDL  1.019~1.063 20~25 4~6 34~35 22~26 6~15 B100 = VIDLFIIDLh TG & FEEENEEHE, & LDL 2&K
BEBEIK RIS TEAL N ST oNE A L IREUROF

HDL  1.063~1.210 8~13 7 10~20 55 5 Al A2, C3. E. M FEEMBEMNBE (EHBEEMINEEABE, iz
A B &85 Z AR s H A AR 4R

Lp(a) 1.055~1.085 25~30 4~8 35~46 17~24 6~9 Apola) B100 TE AT AR S AT 50 Apola)  DhREM AT E&E%E
Wi ZH%S LDL
FERHNEED

7E:CM: SLERHHORL VLDL: IR%EREE B, IDL: hEZEEE S, LOL: (REBEHEES HDL: SBEMEES; Lp): f5EH (a); Apola): HAEERH (a);TG: Hih

=B, - &

2.1 FLEERRL

CM H/NAA R, 2 IV SR K g &
FRERAR, EEME TG, IEH A 12 h 5K
MLAF, &I CMe 485 DA S R S5 BIDIR SR 1
Wb S AR CM B, RSN IR M, FRoy “H
BEIL” .
2.2 AR AR E

VLDL S, H TG S84k 50%~65%,
5 CM —E24 /A TRL. T VLDL 43+t CM /]y,
TG IEH I, Z5HE 12 h IR 2 B0, Y2580
1 TG K > 3.4 mmol/L B, IV LFLAROEFEEHE
TR
2.3 I ERREN

LDL H VLDL ¥4k, LDL kb 255 50%
PR JEL [T, AL v L 1 P i e 2 IR AR T, iR
PR E S IRE BRI EE . BT LDL ki), BPff
LDL-C Py BEAR iy, IS dA 2R

LDL "1 Apo 95% LA A ApoB100. LDL ¥4H
Az Rk B MR, R Z% LDL J2d i A4 i i
FFANAZE) LDL 3244 ( LDL receptor, LDLR) #4743
fif A . LDL 75 sl Bk its AR Ak (%) e A= A S v i o
KHEAER ., o, BT AFEIA ., B RER
255722 LDL BURLALAA7E— & R S Btk . AR Jk:
KNV R R[], ADKE LDL 43 9 A W] 720 7,
ALHE RS . Ho ] B K /INTfT %% (1 LDL ((small dense
low—density lipoprotein, sdLDL ), 57 1] B H A7 H5®
Bl Bk R RE AL VR T ™,

24 mEEIREN

HDL F2 %t AEIEFV NS, R0k i/ N g
EE, HAIRFCRE A AR L4 5 —2 . HDL
H11 Apo LA ApoAl iy 3. HDL 2 — 2 5 it ¥ i
HHL AT HAFNEA Sy o X2 HDL W2H 7 AR |
BN RURL RN - WA R Bl ko B AL e 1 55
T AT
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2.5 J5EM (a)

Lp(a) B LDL ¥ KL 1 Apo(a) 41 BZ, W # LA
TN AL Lp) BA B EM AN, EF
Apo(a) IKEE K FEA —. Lp(a) 5 LDL AN[F], A6
VLDL #Abick, AR M IHAMAEE A, &—
2T B S BRI IR 2

HAT, 48 RZE0F5% ZHF Lp(a) /& ASCVD Fil5h
Ptk = Bh BRI AR B ST FE B R 26 02
2.6 & o HIh BRI BE E A

TRL 42 &% CM 5 VLDL, TG % & F &. ApoB
J& TRL fr EE ML E . & ApoB100 #YJ VLDL
M FFE A B JR, R B A B VDL 5% 2, IDL Al
LDL. & ApoB48 (f) CM Hi/Na& i, BEARE K,
ARk CM BRE

TRL K HH% ok 5 ASCVD KU AH G, 7648 i
TTRZ5NE P AR R, TRL A2 LDL-C LASMY

BT SO LA T AR KB I B 2 22—, R4y
FEIR TR AR PR R 4 1,

3 mBEKMIE

ZELER

| (1) W & o i # 0 69 % MR B &46 TC. |
' TG. LDL-C #= HDL-C;ApoAl. ApoB. Lp(a) |
 F MRS B REREE D RN E |
1 (2) 3 HDL-C Tl 52, AMRE |
EL TS ER ‘

Il PR b i B8 A I A & B i H S TCL TG,
LDL-C #l HDL-C. #]f] TC 2 HDL-C, BEJ#n]3k
#39E HDL-C, HEW e . ENiE 2 KRB B
I T ApoAl., ApoB. Lp(a) &l B7=%, gt 4h,
oA S AF B B T R AT sdLDL-C | iR 2 1 kL
SO A A3 55RO, LI DR I M (B B 25 52 3156
‘ZEE [38—4()]0
3.1 e IE [

TC 248 I ¥ H 45 Mg 85 1 0T 7 M [ s 2 6 R
S TC KA R E R R A

(1) RS PER  TC KK F s i w2
£ 70 B JG A LTS TR, A AT
BVE, VLIS TC K4 RIAE R 5 M

(2) REIM KA AR EE . i s iR
P TC i o

(3) BAERZE: 5he8E AR CE 2 A
kAR, & TC BETHE I 8RN,

72 MR s AR 2 IR AR A YR H F TC R, 45
JGHA i 22 51 B
3.2 Hh =g

TG B3zt N msh, J5RKIFE WA E
SR, RS AR | PN A R A S DB AR
B85 K. TG KA SRR AR 2R,
[F]—AMAR TG K32 AR RIS [m] B[] 55 5 3% 1 52
M, 3¢ [R] — AN AHE Z2 W 2 i, TG B W] BB A 3K
257 BT N BE LG TG KT 5 B 5 14 A 40 A1 o
TICMASE LR, &n TG KA R R (2503
mmol/L. ) ; ZIESS MG 1M TG = 4.52 mmol/L, M|FRK
SRS WERRAR AT ARSI LAPEAY TG Mg 4,

3.3 R R A I [ e

LDL i 5 JH [ B 5 B 29 4 50%, LDL-C ¥k
JiE BEACHE S i i % LDL R K- 50 TC [ R 2=
[m] FE 1 7] 52 ) LDL-C /K. A A Friedewald 23 2
( LDL-C=TC—HDL~C—TG/2.2 ) 7] B #3144 LDL-C,
PR F A ) LDL-C e vk, HaiEs
ZEZEMH Y, HX TG = 4.52 mmol/L B34 5
RE A FLAE PORRAS , BCE B 00 A IO i 37
LDL~C 7K #1721 A7 43 2 3. ¥ B Rl 22 LDL-C
()R B ik TN
3.4 = R A I [

HDL-C &R B 2 e I = iy sg . ™5
FARARE, FEBE M TC B B K, HDL-C HL{k
To NEMEFE HDL-C 2wk, WeMR AT HDL-C T
K. BHIRIG . 4 A IF A Ak 25 2 95 R 25 mT A I
HDL-C. & TG ILAE & FHFEEEA L HDL-C, 1fiiz
FT{d HDL-C R BT o

HDL H B [ 5 e schase, i H v 2 K
DG Fir 5 IR ) o, (R4 T ff R HDL /KSF . 38
HAHOLT MY HDL-C 7KF-5 ASCVD & %5 AU &2 17
*Ha\é [37-38, 43]o
3.5 R RS AR I e

4 HDL~C J&48 ML Bk HDL LASNHAd S 25 1
JIF 5 R RERY SR, 424% VLDL. IDL. LDL F1 Lp(a)
W BB E R, JE HDL-C AU T &% A ApoB I8 E A
SR R P A, AR JE HDL-C=
TC—HDL-C. EPFx_F#4ig+sm 2 130KAE HDL-C
YA ASCVD — 2R i A — R i BF A4 1 2 H s 21,
3.6 FAEHEM Al

1EH AHE ApoAl K- 2 7E 1.20~1.60 o/LEHE P,
Lehmg T M. ApoAl S HDL JUk: A% == 246 11 i
B (4905 65%~75% ), THABAEE FIH ApoAl
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D, BrLAILTE ApoAl 7] DL B HDL fUki K-, 5
HDL-C B IEARSE , F PR SO AR, B0,
HBUE BN N R TG IUE 235 HDL-C AR I AR,
fH ApoAl A—EAK, [FIEHIE ApoAl 5 HDL-C f1
i) Rl S 8
3.7 #IEEA B

IEH ABEP I ApoB 7€ 0.80~1.10 /L yE N .
IE# & B R, 4 — 4 LDL. IDL. VLDL I Lp(a)
Wikr 24 % 14 F ApoB. ApoB A3 ApoB48 Fll
ApoB100 PNFNEZE, A& EBAAET CM Y, FH
FEAFTET LDL o BREFFRULIASE, I RH AL
i) ApoB i # 8 & ApoB100,

M4 ApoB ¥ % iz B LDL J50k: /K %, 5 1M 35
LDL~C /K52 B 58 1E ARG, 1928 A AR R SR 7,
TEFEBERR, A0S TG MAER, AT TRL Mgk
sdLDL $Ukr 34 22, BLH ApoB 2 2 = 1 JIH [ i 1
FEXTAE D, AT B0 LDL-C AKCE BN, HLIL
ApoB /K= RTIE “E ApoB IMUAE ", Ak, ApoB
55 LDL-C [AIBINE A7 TR ASCVD JRUSSH T .
3.8 JIFEF (a)

M35 Lp(a) W RB S e ¢, 1IEW A#ET
Lp(a) 7KV B AR A8 534, H AT Ml Rl i 22 55
i H LA 300 mg/L YT, R T IR ASCVD X
B 30 7 Lp(a) T A ek O L kot A A e
AR MGG | TR s B Ak K S A 1 3 s ok
RIS fER R . 1A, Lp(a) ¥ &AW F £
FhRAE SN . BERREEEAE . BRI B . (R URANAR
FA K 4 P

Kl Apo(a) HATH R 28, A Apo(a) A4k
STFRARE, SEORE Lpa) 8005 515 3 il 25 5
FHATE A K5 R FALA nmol/L 5 mg/L R,
B AT DL B Rl e g 54
3.9 /NI 2 i AR P A 5 I 1 A I
Moy

sdLDL #% I\ & 2 LDL 42 #F 8h ik s £ 5 1k &
AL RJEM EEWARL EH AR ML sdLDL-C
Z1E 0.2~1.4 mmol/L 7 B N, sdLDL-C W 5& A B T
ASCVD XU Ak B AH S  7™ FFR FEE A I iy %1,

UEAR, SR FHHT R T B F 3l % B e 0
RESEAR IS SE B AR AT ARSI AR IR 2 1 I 2H 43 iR
[l it i S ORI VR BB, AT REJETEAL ASCVD 1 g T
HH SR A IRURG: Ay i B - P42 47

- I H I 5 B A 4 308 B 4 [ R bR ok
mmol/L, (5% ¢/L), EPFx 5 EZH me/dl, HAHH

ZIES QI

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.

LA a0 255 S A MR 1 37 Z AP I 2R, L
el R IS YEESK A7 I RAG DN LA C B ).
4 BHEKSHFERE O I B R B XUR 7

BRER
(1) ASCVD BRI 45 % o i T Hk R |
ROES R 3
() EAERMATREABKMAIN L E
| G69 “FERA ASCVD ¥R K% R e AR
B AR 3
 (3)%r< 55 % H ASCVD 10 £ R&A bk
i —F AT A A R |
 (4) ASCVD 10 # R F LA £ KGR
BT BANME, BEESSREHEEERE
 FHE . f

R 5 WL B¢ AF T I R 328 3 JiF 55 LDL-C 2
ASCVD 1 S50 P i 6 IR 28 0 8Rami, AR &R
ASCVD XU ) mARA UG T LDL-C A ik, 8
BT (R P IR A B HAt ASCVD fEf A &=
(8 B AZKSE P BT T LDL-C /KSFAH [ 4
A, HABE A2 S8 ASCVD B A KUK #7176
BES, ZAPRPIRSDER H R AT 528
ASCVD AR R . Ibsh, X FE 4k 4E ASCVD Y
B, HoO M G R W XU IR AR 2251, B
e (M ) S REmbRUERS R MRS | i iS5
B2, AT e EAT AR LA KU B RCT )
28 UF S KRS 42 /3 19 ASCVD 35 SR Ak % LDL-C &
J7 kAR R P, L, X E LA ASCVD
() A B i — 2B T U DA, TSI 836 T
TR, BRSNS, B B E UG . TG aExt
TR ASCVD &A= () — Ty, i 2 ASCVD
TG P 2 Fli, 2 RITEH ASCVD EAR RS AU
BT 2 AR 5 IR BR IR VAT TSR, WA BT
I PR B A o B 38 XU AP AR B £33 9T
PR, DI R KRR B BEAIC AR 3 ASCVD BUARU: , )
Bh il i) BEVRY T 1S UV E S

HAT, FENA AT MRS S5 B 6 A OGS /e 1Y
1t WA ¥ FE ASCVD & s A4 RURS: (1 PFEAL 5 1
RFE IS4 2 e © 27 o R IS S B



drEIEM RS 2023 4F 3 H 45 38 % 45 3 W EEE 297 #] ) Chinese Circulation Journal , March,2023,Vol. 38 No.3 ( Serial No.297 ) 243

JRTERE (2016 AF-BETTRR ))HsRIE : K5 ASCVD Ak
IR SR BOAN [+) 5t 88 T4 e S IR S BT I 1A A%
WG, ASCVD BRSP4k 2 I0LBR S5 1R T DR 1Y)
FEAy, AR FH I TR R S BB WF 5% 5T 1)
“ASCVD oA 95 KBS PFAk SRR ] 1A 7 IXUBS: A A
32 ARRBITTE (RO LG S8 B i 45
(2016 AEETTIL ) Y% ASCVD XU PEAS 4 77 8L iy 3
fih b, 255 BoB i oS IR P A AN S RS S A, X

2016 fiFe ra A XU PPAG AR T T 808 (1) %215
SBA ASCVD 43R — I Fl— e i Pt 4 5( 2)
TEC A ASCVD (1 Z 0 35 B ARE rhife— 2% 43t
(W) BERER 22 B2 P (3 ) G ASCVD
) — G F R ARE, SIS I ( chronic kidney
disease, CKD ) 3~4 WIEh B 4250 = Ao ny = Fi g
iz — P,
ASCVD SRS AR I 1 R

ASCVD
. | Is
=510 — BRI
y Y
BEr AR X41d=2Kk™&EASCVD =4 BFETIEERMLE, TEEIASRAR, £HEHEFT 10 F ASCVD
s AEIT1R=EASCYDEH, BHEH KIRERIE .

=2 sRREER

=8 ASCVD =4
(1) IEHA ACS fmE( < 1 FF ) ;
(2) BRAE O BAE SRS 32 ( Br B3R ACS IS );

(1) LDL-C = 4.9 mmol/L 2 TC = 7.2 mmol/L;
2) ERREE( F=40% ),
(3) CKD 3~4 #3

l THEE, 1 10 F ASCVD &imfElk

(3) ERM P ZE P 5L ; . ) 1;ERB B &K 5 E (mmol/L)

(4) BEROBEE M ERE, RiEERE s féi‘% 3.1 < TC<4.1 41 <TC<52 52 < TC<7.2
BRNEE 5 1.8 < LDL-C<2.6|52.6 < LDL-C<3.4|=3.4 < LDL-C<4.9

|0~ /& (<5%) K& (<6%) K 1E (<5%)
BRBEE. jfl; 2| 1R 5% 12 (<5%)

(1) LDL-C < 1.8 mmol/L, BR &% =& H) 3 /& (<5%)
ASCVD ##; 0 /& (<5%) /& (<5%) E7E (<5%)

2) REBUR(B<55%, X< 65% ) g5 | 1 /5 (<5%) | B (6%~9%)

(3) I & 14 & BB E B2 1 AF = B % LDL-C mE | 2 _
= 4.9 mmol/L; 3

(7) CKD 3~4 #8; A

BERARE: THEHESBIVENEM ASCVD
BE

l 10 ££ ASCVD &fxfefe b /e Bk <66 53, TERERK

AUTER2 MR EBRERE,EX A ASCVD 5B AE.
(1) U 4eE = 160 mmHg s £F5K& = 100 mmHg;

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

(3) HDL-C<1.0 mmol/L (40 mg/dl);

(4) BMI = 28 kg/m?;

(5) DRIH

SE:ASCVD: s Bk3BA£RE L 10 M EHRACS: 2MBIkEEE;LDL-C. (REE 5 E BBEE; CABG: BRNPKZBBEAK;

PCl. &E BIRFNBK N NETT; TC. BAEEER; CKD: 184 B H;

HDL-C. 5% E S QB EE,;BMI. KAEfH, 1 mmHg=0.133 kPa,

EREZHKEIATFMEIAF,  CREZOFERM. K HDL-C. F#=45/55% ( B/ &M ), < 40 FHRFEBREEREHRE

SRR ABHER A0 5

HE R A ASCVD Sk % KU it T e B

e, WBIEE A ASCVD ¥4 — 2 i il
— TR ML, ZEC 2 W ASCVD I AREF,

KAt = 2 R E ASCVD F ek &k A a1 k™ E
ASCVD -4, HAEI = 2 M E BRI EEN il
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fENHE, HAth ASCVD B 5 A i AHE . 78 G
ASCVD I NBEHR, FFEF 34z —%, B
SN EE N, ANTFEFIET ASCVD 10 4 A& XU
PEAE:(1) LDL-C = 4.9 mmol/L 8§ TC = 7.2 mmol/L;

(2) 45 = 40 2 iR 5 5(3 ) CKD 3~4 1, A~
HA VL 3 PGS A (035 < 40 27 AR IR
B, TEHERETHERISIRITE, R ARk 10
AE[A] ASCVD B 2% 95 KU A PEAY « 4% 08 LDL-C. A
TG ML K HoAth, ASCVD £ 6 PR AN K03 % 21 Flel
&, 10 ERFERE < 5%. 5%~9% = 10% 43
A SCARSE . RS G, X ASCVD 10 4F &
s U S v S B9 A BE, ASRAERS < 55 %, TR oF
17 ASCVD 434 XU i P4l . A DA MR E 2 4k

ASCVD R 538 F 3

PL_EAERS R R # ASCVD A AR RS i 5 :( 1) We4h
J£= 160 mmHg ( 1 mmHg=0.133 kPa ) B{&FikE= 100
mmHg;( 2 )3F HDL-C = 5.2 mmol/L;( 3 ) HDL-C < 1.0
mmol/L;( 4 R FEEI= 28 kg/m*;( 5 ) WA .

T LU IS, TEIRIR ST, AR B 1y 5L
PrAB LA e A 2%, R X T AU PRAR 45 2y
ISR, &I ST TR 5903097 A I XE LU
TE X FPE L ] % R AE A ASCVD XSGR N 2 (%
2), BAEGIA 2 AU IG5 D5 2% B o {0t [ e 75 1
AbEL peAh, B RO T 22 5T IR A EBA S
TG A B 50 A I I 57 9 DR P47 T L B3
XTI T 7853 e, 1R R B I R AT B T i
— D S A I BT i

8 nE
HLRERE TARFNAKEE L= 100 AU
BE RGBS RIEE > 0.9 mm ST RO 0
B/ BIEIEH < 09°
ELERE: LBES, + R (Re) BE> 38mV, SilF LHERE LERREIER > 109/106 o/m’ ( B/ & ),
HEEREE= 11 mm©
MBEEDIRED 3E HDL-C = 4.9 mmol/L***
ApoB = 1.3 g/l
Lp(a) = 500 mg/L"***!
TG = 2.3 mmol/L"7?
B8 CRNEE= 2.0 mg/L>
EpE%E FERESBERBIERE . B0 M ERRRIESE | £ < 5565 F( Bt/ &t ) 10 %

7E:ASCVD: shBk3RHFEEE(L ML ME RS IF HDL-C. FsBEEEAMER: ApoB: #H5EA B:Lp): lEEA(a);TG: Hh=HE

5 mAEAEA TSR

BEIER |
. (1) LDL-C # 5% A F{LiE A F ASCVD & |
R A A 8 ABE
(2) BWARFERPHN EH LDL-C H Ak
B BRI ASCYD &K A

1% MR IR PR, 5 ASCVD A XU £

DR G 2 HAE A I DR 1 23R 97 B0 s 1 1 g 48 A 2
LDL-C. X} ASCVD XU AR AH#E, LDL-C &1k
HKEFITE S IR EAN ], 5 SR RE 25 03R 7 1Y
LDL~C /KA1 LDL-C B367 BAs A R "2
FriE = 18 2 A KHR A ASCVD ik AfE ",
I, 23 50 T IE T ASCVD i fa AR 31 i
TSR, A BB AR ALK MLE K
BHRAGNAL, A HDL-C F1 Lp(a) 761 RSZ R H 07
AW, HAEAFSH2H BT 3 H.

siE ASCVD —ZFiBs R B AR EMARIEFNS 2t

e TC (mmol/L) LDL-C (mmol/L) ~ HDL-C (mmol/L) TG (mmol/L) 3E HDL-C (mmol/L) Lp(a) (mg/L)
RAEK - <26 - <34 -
EEKFE <52 <34 <17 < 4.1 < 300
k- Siys =>52H<62 =34 H< 4.1 =17H<23 =41H<49 -
=] =6.2 =41 =23 =49 = 300
BEAE - - <10 - - -

7E:ASCVD: FhBksEHEE{L I/ M E R, TC. BABER; LDL-C. X% EEEREEER HDL-C. sBEKRECBER; TG HIH=1; Lp@):
BEEA(a)  SETOENHI ASCVD — R R AR, RPFAIIMEL TS 12 h WENMASKE, - F
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6 MAERE DX

BHIETR |
 RERESERERLL, FAOARESE
 Fele R KA, RERWRIERYE. =

H 5

ML S8 3 45 LT IS R (5 ) TG K-
FhEr, FREIR AR SEBR b il iE 5 5 iz 48 (45
ik HDL-C ILAETE N & IG5 7 o IS Bk,
A PR 23 S AN PR 23 2 W Rl 5 S FH ) 2 i
%ﬁ;}s 41, 74775]o
6.1 [fiLJIE 58 5 732
6.1.1 J5UR kR Pk Mg 57

Ji e It g S A JC It T 5 | RS I S )
ARE, WP, 5, T mis . 5
RAEMNR S K2 2t T8 — BN s 2 Ak [H 587
frs, HAZRGEREN, AU RasLmm, &l
SRR SRR SR, WO IR b SRR 5 14 1 B A i
PR R MAE

GG = IH S MAE ( familial hypercholesterolemia,
FH) J& TR DA o g (0 435 A% 1 I [ e £ R 5
W, ZohBYEEE, RBYEsE . BHETAAE

BRI ) IEE B RIEHAXEER

FH BomFEF s 3 N B ERAZIERE  LDLR . ApoB .
PCSK9;1 A~k 2 X . LDLR #5311 1 (LDL
receptor adaptor protein 1, LDLRAPI ), = 90% I1)
FH % LDLR 80wt sk, HWCh ApoB £
Stk ge s, EH T E FH B T Hefi s T bl
EIAMFEAR LR, BOREZHIERE, 5
HREEEN 1, BRI . DR A
PR AR IR S5 38 -5 . ApoE S5 4IN M AT g
5 FH &,

FH & [ A A] 43 A 24 & F 7 FH ( heterozygous
FH, HeFH), 4fi & F % FH (homozygous FH,
HoFH ) & &4 A FRIFNE 44 F R FH 4 Fp2esl
Pl HeFH Jy £ UL, ffi il HeFH £ %5 % 1/250~1/200,
HoFH >4 1/ (16 J7 ~32 J7 ). HHF FH B85 A5k
AbF = ILE LDL-C /K- 2 # R A, Frd ASCVD X
6 A g 177,

KA 5 TG IMUAE F . — L R AR T 8, 18
HESH TC R IEE FIEEE (lipoprotein lipase,
LPL) 8 ApoC2 B{ ApoAS LN A8 G ™, F M h
S TG MAE (TG > 10 mmol/LL), FH &R A N
17100 J7 o B BE s TG IMUEM F HAT 243 2848
FebE ™Y (£ 4),

IR B R & B E HiRE RS E B0
HeFH 1/250~1/200 LDLR. ApoB. PCSK9 LDL-C 1
HoFH 1/320 000~1/160 000 LDLR. ApoB. PCSK9. LDLRAPI LDL-C 1 1
SRS B R S g 1/200~1/100 LHERET 1 + BHER LDL-C 1, VLDL-C 1, ApoB 1
RRMSH B - B5E G ME 1/5 000 ApoE IDL 0 VLDL %4 (BVLDL) 1 1
RIRMASE BRI T i 2/1 000 000 LPL. ApoC2. ApoA5. GPIHBP1. LMF1 FLEEMAAI VLDL-C 1 1
( KRN G EAE )
SR o 5B BMmE ) 1/1 000 000 ABCA1 HDL-C | |
Rkt LCAT BRI 1/1 000 000 LCAT HDL-C |

JE:HeFH . & FE RKM S EBZMIE ; HoFH . £i& T RIS iK M S B EBZMIE ; LCAT. UPBASAE BBt B ¥ 88, LDLR . RBERER 2K,
Apo: HAEE B ;PCSK9: RIE BRIV EIAE R 9;LDLRAPT . RZEIECZRMAEEREB 1;LPL. J5E BEEs; GPIHBPT . BRI BHES
ZEREBSEEED 1, LMF1. BEHBERART 1,ABCAT. —HBRIREHEEEHEA A1, LDL-C. (RBEREBER;VLDL-C. HRZEEES
REERs; IDL: $E®EREES;VLDL: REBEREES; pVLDL: p RXEEEERS HDL-C. 2B EiERCBEE

6.1.2 4k R PECIRIG M MRG58

2k & 1 i Mg S 3 E 48 iS5 B0l T I B
B AR el A T AR 1) R . RIS
PR | ONEE IR DL R R 2 W 5 | A 1 L S
Ik AV i B S R 5 R R PR I AR SR R RE A A AR
e o

UNER I 5 1 AR M AR IR [ AR R B
JIFL 1 K S, TR AT R EGR TG ILE . 24
Yrel g ERak Ve e S8, AR BT R . BERCER .

AEHR . R . PUIERZ Y. A N AE R
G Bl I i A 2 BT
5 LI NSS4 BB A R . BRI . B
WREEAIE . HURBRIIREGRAE . W OhREEE . FAE
PR, ROMEL BRI . BRI BEVE . S e . A5
i . SRR . 2RI GRS,
6.2 IMiLJR S5 I R 4328
SRR &, i g S8 nT R T8 5 i IR
FHR(ES),
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A R EEIGRS %

A TC TG HDL-C Y F WHO F & @
= TC MiE b - - Il'a

= TG MiE - e - (VAR
JREES B MAE #es e - by My VeV
{ HDL-C MmsE - - FEAR -

SEEEEOERR,

JE.TC. SREEEE;TG. HiB=# ;HDL-C:

EHER g
5 (1) oo fig # 0) 2 & I o fig 5+ . 3R 46
| ASCVD Ao o & F T ok A o
| (2) o fig i & R 42 3 o 5 o F- Ao th e |
em R Ay K. |
| (3) oo fig ol 69 97 5 B4R 4B 4 # . ASCVD |
A 5T A S 8 B BT 5
I g S8 AR, ) T AR L = 7 il 55 gt B
PR ARG It B S I I ot B KT AR Ak
i ASCVD XU I+ 2052 0E ASCVD Bl 6 15 itk At B 22
FEhl o FRRIR E A I 43 BRI T MLAG X B4 AR H L
Rl i 2544, AR I S5 (AR HH R AT IDE 2R 3
A 2 MRS ARG HS A g 2R ) TR s
(1) H& 5 KA I A I E S i A5 ( 2)
0w BB T IR 55 o a2 3 B A 1 o i A U AL
233(3) S ERR AR AR 555 AR RS 1 A i RS A
HUH ;(4) F LB DA MRS A N . )
Al A 2R ) R H
IR AR ARG IFE AR I T (1) < 40
% AR NAE 2~5 AEPEAT 1 R ML IE A I ( A48 TC.,
LDL-C., HDL-C F1 TG ), = 40 % {4 N B4EF /D
BEFEAT 17k ®5(2) ASCVD w5 fa AfE (0L ASCVD
SRR DAL RS ) AR MBI IR BT SR T
ARSI 5( 3 ) 76 ik ANREEEZ 0 ARk, 1 2
ALHE 1R Lp(a) BIAGIN "> %104 ) i A4S Rz 81 A
N AT ORI R AR B R E (S ) FH SETES
) — N — G R w3 W A 7 I AR 0 A, B4 0 FH )
MAEKEA I E S XS N (1) A ASCVD Ji s & .
(2 )fFEZTT ASCVD fER 2 (UM . IR
NERE . WA B AR (3 5 & CVD K& (15
B H R EIRAE 55 S Rs Lt — Y H R R
65 STl ASCVD ), A ZEME S IR ILAE B (4)
B kS AU 9 (i B BR A R

-

8 IMAESE AT RN
ZESRR |

| (1) LDL-C &£ F5 7% ASCVD # % & F i e |
| %, 3 HDL-C 4 REFHide s, |
| (2) #4B AR5 ASCVD R 4 % A48 51 8 |
| LDL-C %32k HDL-C B A#{A.
| (3) 4 B # & % 7 X2 BAK LDL-C & 3 |
 HDL—C # 4 #k.,
(4) B LDL-C #&HF AT F R ZHITE S
Errvr |
- (5) TR M6 LDL-C RAAFH B
PR I BEOKCH ) ) A (K PCSKO 3 Al |
| (6) HiTEBHEFBETGH At HM & |
ASCVD & # THE & & 4 E =+ 8 A K s
(eicosapentaenoic acid, EPA ) R Z4LE o —3 A5y B
KU E AR ASCVD AL,
8.1 IMfE T FIHE i S B

IR b, TEERE MARKERT . AT e
A PR T BSOS UESG , B2t R B T
TR YT TS R B AL (R 6 ),

A s a R EEEN

HEEFREW WL HEER

LDL-C 4 ASCVD RB& Tty g Egn s 490 [ A

JEHDL-C fEAMERB. RIFLZEMAE. & TG, RIE I B
LDL-C 35 ASCVD K& Fitsn & -5

ApoB fE A ¥ERfR. RBTLZE M. = TG, HIK Il a C
LDL-C B3 ASCVD Rp& T el k EHe & 0%

S TG1EH LDL-CAAR/GASCVD SR 85 EHEE |l a B
*[_‘T_\ (11, 87-88]

2 Lpla) 10 ASCVD &t B & & TRigsR 0 * Ila C

T#E#F HDL-C tEATIEE = ] A

¥ LDL-C. R ZREFsE BEERE; ASCVD . FhBKBRERE(L M O M E &R,
HDL-C:. B % E s EafBER; ApoB: #HfsEB B, TG: HIH=E Lp(a): BEE
B(a)

8.1.1 LDL-C: 77 ZRENGHE &
PEAL ASCVD LIRS /) 5 #L 1fi Ag 38 Fr £2 35 TC,
LDL-C., HDL-C Fl TG, 74K Z 5408 T s
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W, R LDL-C A A WS R RE RO 5 ASCVD XL
B TR OC R MR bR, 2523 B /R LDL-C R FEAIX
1 mmol/L, ASCVD FF MK 20%~23%""%, [HIilt.,
2 R 2200 SR sl b X1 I NS B e 24 A LDL-C
VERBENRIAY Y 2 H AR
8.1.2 F HDL-C: YK E[FNRHE 5

FI AT % ApoB 11 i £ 11 JUREER HAT Y 7E 250 ik
SRERE LA A, € TRL HL @38 g oL, s
TG IMAE HEIRWG ACZRGAE JERE AR LDL-C 4%,
LDL-C 5 & % B An A7 76 — & R BR %, 1k
HDL-C -3 4T85 sh ks il Ak N 8 1 0k H i) E
IEE . AWFUESE, NS R T RAWi677,
9}t HDL-C #% LDL~C g 8 4 1 ASCVD KU %),
BARMTT 225 Yt 5% v e BRI B A5 2 LDL-C,
VT A2 Al 2 B AR TG iR HDL-C, ZEAhTT
KPR LR LB, ASCVD FRAKIEE S
4 HDL-C BEAR IR B2 1 AH S 8 5 LDL-C FEAIR A AH
KR, b, dE HDL-C 1B, HE5 505 E,
% TG PSR 5 m /N, AE HDL-C i&517Eh
TG Bl P T . BRI . ACZE G0 NEE R
ik LDL-C S5k AHERIFERS HAm o
8.1.3 HiAth i K BRAE bR

(1) ApoB: ARHRIK/N, FrAT Esl ks ke i
FRRR B ORI & —A40F ApoB. AL, HEE Fif
. ApoB K il il B YA S WSSl ik o A 1 L IR AR
ORI . AR 7R, ApoB %% LDL-C 5%
I HDL-C 7] 55 47 Fi il ASCVD KU 7% (B H i
ApoB 5 ARAE, A BUAS AR B, HAH G
Il PR T WS IR B =, B AR . AR
ZEAE . BTG, MM LDL-C B3 ASCVD XU T
TR UCE A5

(2) TG: /& ASCVD WfEk Nz, faks)Zit
WAE R ASCVD KUK 3458 11 fE [ K % . LDL-C i5bR)a
TG A R, Mtk — 2P FEAIL ASCVD XURS:, )i [A]
BFRE TG iRYT . Mesh, PHE & TC MEE, FEIK TG
ATk R R 9% 2 A IR

(3) Lp(a): KA WA st & =058 R,
Lp(a) 5 ASCVD & % sl Bkmess ik 2 vl 56 %, B
Al Lp(a) 24K ASCVD KBS HRIN K, P& Lp(a)
AR O I8 485 )Ry R RIS IEAE A T

(4) HDL-C: 1t HDL-C 4 ASCVD ¥ 2 7 f&
W2, (HE 3 25 9036 97 FHR HDL-C FF R BB FEAIX
ASCVD XU, PRtk H ATIA S HDL-C S 2 1 jig T 13
A

8.2 IMAE TS HARME

FEF RMBLG ROF IR LE R, N T A AR
ASCVD XU, T A R XU 45 9~ LDL-C Al
4E HDL-C B9 HARME( & 7 ),

BeRgEn A i BARE

RPSER LDL-C % B A& HELT ERER
K < 3.4 mmol/L*” Il a B
$.B-T < 2.6 mmol/L® | A
wmE’E < 1.8 mmol/L, BERELERIZE I A

> 50%"% %7
Feh=es < T.4mmol/L, BERELMKIEE A

> 50%0”0‘ 93-97]
SE:LDL-C. (R EpE EEER,; HDL-C. B% S OEER; ASCVD.
HBKREERE LM O ME R, . SIFMERRH ASCVD BB EEMmiEBIFEN
IR ABEPIERBEZ T, 3F HDL-C B#R/KFE =LDL-C + 0.8 mmol/L

WE ASCVD Biif il i B A AR is, £ %
T RHE RCT FIZEZE TS LE R, s %
Tk A T &R BEHLACTE 5T AN PE B 58 1 B
RUE X B 5 %A R 50K LDL-C 1 B H FRfE,
{HXBERIF T I ZE 243 HT 25 R — BB /R LDL-C R ik
K. FREmtia ik, ASCVD XU FREZ .

LT T IS5 — R I R 55 R, e
ek R E R, SLBFIMEL, PEmEMmT
K25 LDL-C [ % 2.6 mmol/L UL T 7] i 35 BRI
ASCVD KUK s 4 RAET- 5% M fa s i — 2%
Wil R 45 1], LDL-C %% 1.8 mmol/L LA
T, fEiE— B EFEAT ASCVD KU Y, — g il
WIS ZE 26000 B, RFF KGR Ry T 225 WiR 97
J&i LDL-C ik %] 1.8 mmol/L YA F 1) #£ 3%, LDL-C F
W >50% Al #F — A ASCVD KUK, #278 LDL-C
TR >50% AT 1R R AL RERE B B AR P fthiT 22y
VIR A AR AT 22 A1 8L PCSKO PR s PR ( PCSKO AT )
ISR 78, LDL-C [& % 1.4 mmol/L LA F Al gk—4
FEAR ASCVD XUBS:, H B2 XUk, 4% ASCVD
KBS Bk 22 "0 RCT WY 3405 40 i o, B
fff LDL-C % F 1 mmol/L, ASCVD Z {f (&K1} 5
LDL-C 7K 52 fr ke 56 17,

i€ LDL-C 3697 HAREE, 1 % RS R g i A
WM 2s. —EIAYTIE LDL-C W25t FREAE, — 23R
I XTG4 H FELR RS . A AR R A I S8 ASCVD
KU 5 A 8] B LDL-C H A, B BE 2% XU B =5
LDL-C H A {H 00 A%

8.3 [EARIAFRAY TR HE

AR IATT R E 36 AR 06y X B 2593k 97

(£ 8),
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BeRE ISR S MRS

HEFZEIW HFER IEEER
EEFR TR AR [ B
38 B S TSR 5 MR PR BSAA AR AR 4435 T %01 | A
h &g F TR 556877 LDL-C NegikinE, BKE | A
RE E B R Y 451 7055 77 10010
h & 33 TR AV B SR E B R UL F 7 LDL-C A
MARREIAARE, BEA PCSK9 ##IF) 1"
B4 IDL-CAIERS Bt TEAYEKSER I a A

B2 UR ST 53 DUATR B 5 B BB T BB o
ST PMERS PCSKO #1567 107
THETS 2 M5 T 25259 80 B35 N 25 2 58 A AB ) 8 0% s 30D Il a C
i PCSK #8150 1o
EDL-C:. RZEREEBCBERE PCSKY. fiEB kB EAR
%9, " REMTEZAYWE LDL-C = 2.6 mmol/L, KIRBEMTEHEYE
LDL-C = 4.9 mmol/L

FERR AT e et e AR vE Oy =, uFs A3
JREEr . IE PRI BTG Bl . BRI L R AR
Yol4E, Horp AHEEE X IR AR (£9), £
T ASCVD iy b i G 4, B — SR &
BT 1 ARG 7 R R S IR T AR, B K AR
. SRR, aaYE R akiBA(E 10),

4iE A IAE RIS

AN M S & izl UFEE R
&K TC #0 LDL-C
RHIRE I A
=) ISRLNERS) Ila B
IR TG
D RE I A
BN ST I A
BEHEE I A
F+& HDL-C
YIS ST I A
BHIRE | A
NE Il a B

E.TC. BEEEIDL-C. REEKEEOEEE TG Hih=E
HDL-C: &% Z AR 0 BEE

BeRERE AATTIER
HERW WHEELR IEHESER
NREIHEBANRE, §H20 ~ 25 g, XBAWA Il a A
BEARER (1B VERIBFIREAFER ( sh¥it. RNEH

% ) 112-114]
BEEARXIEH SEmhag ) [ A
ASCVD hfel E ARSI EH SEERMEEENZ |l a B

EERERYBEREA
JE:ASCVD: shBKSEREETEIL MO I B RSR

SR [ B 45 T A A 0 4 R R R R T R
DASH ( dietary approaches to stop hypertension ) i &
(e[ OFIH PR (RO ), (Hh e R AR~

A HMURRE . SR b 2 B T b O I B
REER, SIEGERGE E, ZREHLSUE A0 I
TREAT, 25508 o O I B I B 3 A af
Fe T 3k R A I v R AR PR A=
St T 2% BORWEIT R IR b 0 I A
R ML AR R REACE T, A SC T R I R 0
MAEFAFZB KR, HTZEZRIRRHE RPN,
RBEHUG — 4518, (H DAL I AH [5 2 ASCVD
(8 R P A B R 28 AR R T e, AR A L DR 5 | R )
L B AT T AT HE I ASCVD KU Rk, 75
HHEE R [ U e A Rl b, X ASCVD
v e N RRE R g DEL T 5 L 5 LA o e 80 i e £
JEE R ER A, BB £ JIH [ 8 A&V AE 300 mg
DY 161200

MAETE T T AN RE IR B REAR H AR, 1% &
IIRERG 259 . 7T 2252 AR [E WA Y 7 R LAl
B R8RS, LDL-C FRARASCR RA 6%, 1 H.
AR REIVE R, GRFShRERLE L U SR & b
W R 2 kS B IERALFEIRRT S ( China
Intensive Lipid Lowering with Statins in Acute Coronary
Syndrome, CHILLAS )2/~ Aty 12825938 1~2 £571
IR D A S T S5 G TR E RS
TR AT 2T 52 PR e AR 22, AN
et P veg i B DR B A T TS 25, M REC A A FH A
H Bl SRR AT TR 25

XF FABTT 28 25 AN 52 5 R SRR G 24 1.
NEREVE N IRFENRIGYT . M e HAT SLhr iy &2 1k
8 N B 5 S I R AR g T
Ml T2y R HEANRELE LDL-C ikpRi, AIHk
A AT T2 RAR 25, e s i A i )
g, PCSKO il "7, el Wl AREOSE SR, 1E
ASCVD &, SR By T2R25W oA,
SR M T T 2R 2GR S AR 22 A AT B R Y LDL-C ik
FRRFE TS24, H ASCVD AT ARk ™,
F 7 v A S AT 2R 25 WK G AR T T 2R 25 W ] B AR
R BT T 25, JT RO A X Tl
fEB, MAL LDL-C 855 ORI TSR259) 8
#, LDL-C = 4.9 mmol/L; sl IfliTR259 4,
LDL-C = 2.6 mmol/L ), Ty 225 ik 5 AR & s
WA I R BE(E LDL-C iAbRI, W] 2% & E R A
b T2E25 A PCSKO #HHI5%], DAGRIERE# LDL-C
FU AR, AR, $&FEH] PCSK9 Hidt
A LR G A ASCVD XURS:,  FLA e ] 4
(= 745 HAT RAFH 24 1,
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8.4 oAt AEHE AR AT T

REFATI R IR TG FHE 5 ASCVD K
B Ha A G, HAh, diER BEHLAL B 5T L S8 TG
By et S DR OCHK . 3 A A 3 PR a8 A% 7 ¢ BAS F
FRM, Hhedk TG /KR LPL 525 LDL AUy
LDLR #BH BRI AR 7, 3 AR E ApoB AR KT,
HXE ASCVD JRUBS: 7= A8 [l RE s e 120, X — 25 4R
TRL J AR5 ASCVD IR OCHR S 1 ApoB g2k
FRR 22D I E 1 o

TG FHim 5A RATE I XK BRI, &
Sl FIFE TR T IE e B R S AT, NI4T AL
FEAR TG, R TG FH M E R EE MR R, TG
T A A T 5 ™ BRI S B A . IR A3
I BIR 1 i JDT R B8 ABD LR 13 A s/ op il ik 7K
EWIIEAN, SEINEr4E 5 5 5 I kg e s
KM o

FEAR TG W25 W) F L is MR 25 . DIRER
AP R EAE o -3 ZAMAINENITR( o -3 JRIIITR ).
X = 2RGY AT T e TG e B, R
JRae kA (3R 11), (H=2RZ4WI%) ASCVD iR il
PRI RIEA—F MHERIE 25 i PR 7T 45
PIRHIE, CARERAE BT ASCVD 16 TG 254
DURRE YT PS8 () — A o TP RS R, (HER
WU 5E B0 25 26 10 43 J2 A B 4 SR AR, X T AEZR TG
> 2.3 mmol/L B N, DIFFZE 25417697 4 ASCVD
B R BRI G 3 S L (P=0.057 ) ™" 5
TRV S A AL W S B P OS2 AR o (peroxidase
proliferator activated receptor a , PPAR « ) % sh
Pemafibrate {2 7 tH 58 8 FE AL TG /E H, HAHCHY
I IRL S 3T ( Pemafibrate to Reduce Cardiovascular
Outcomes by Reducing Triglycerides in Patients with
Diabetes, PROMINENT ) g4 A fth 7T 25 25 ¥ 3R 97 )5
LDL-C i5tr HIEZR TG 2 EFHE (200~499 mg/dl)
F HDL-C < 40 me/dl (5 R 8%, BB 2 %
FE AN Pemafibrate JG77, 45 A B s WAL R =14
ZE5t, XN VRS MIEAR TG SR IEMIE ASCVD X
G Pk

o -3 JEIFERTS FE5 EPA A1 (8% ) —+mios
J&1% ( docosahexaenoic acid, DHA ) (. —+
Wk TR TG (icosapent ethyl, 1PE )i ZEEALAY) EPA
FALE o -3 BRITRFEME TG A R i 57 45 A7
TERERZE 5 o IPE PR A FHF T 115255 ( Reduction
of Cardiovascular Events with Icosapent Ethyl-Intervention

Trial, REDUCE-IT ) A1 H A& —+fk HKs R NG T Hiaf

%% ( Japan Eicosapentaenoic Acid Lipid Intervention Study,
JELIS ) SB/RTEMLTT 225 W Rty HIK 5w 4l IPE B
EPA AJ i Rk ASCVD JRUS: '™ iifthy 72524545k
HRLIE o-3 JEIiR (EPA + DHA) MBF5E HAG7E
LM R R AT ASCVD 8

B TG HEE
HEFFRRIW AR FEER
TG > 5.6 mmol/L 8, AR ALY S4F »-3 I C
PE AR SAREA L 2545677 , IR BRAR 48 RS 1
ASCVD BER SR ABEZDEFEMTEAYET |la B

JGa TG > 2.3 mmol/L, N % R4 T K5 & IPE(2 g,
2% /d) " BEAE ASCVD RS
ASCVD BERSRBABESTEREMTEAYSTEL 1l b C
TG > 23mmoll, TAFEHE w-3 fERTH "7,
I . LIV — S ASCVD R 7
JE:TG: HIB =B85, ASCVD: shBkRFEEE 1L UM E %R IPE: ZTikA
1R B

8.5 Ayr b RE R I

FERRIRYT TR I H - ( 1) M B s B
NEEARME(2) TRRZGWAIETEA RN . )R IR
A AR IR, PR 3~6 DTN
AR K, a0 iSOk B H R (A, W4k
ZeARiYiny Y, B 6 MR 1R A 1K,
KRR E W AL A 1 IR JIRIRHIBENR 254
H. WAEHIZY 4~6 F N A G . AR i
fiff ( creatine kinase, CK ). UWNIMAEZSEGEIL R H AR
H, BELGYWARRN, BLUNE3~6 MHE
A1 W e WNAYY 1~3 A, MRS A KRS HARME,
it SN 5 B G i 24 W 7R ik R 28 B 1 AN [+
VEFBL RO FENE 259 o 45 21 I8 AR R IR 25 1) i 28 =
FRIEEEE, H#RAEIRYT 4~6 FINE A& . IRITTEATE
7 sMUEFI RN 25 WG IT e UK R, A RE
SEAERY IR R AR 45
9 BEBEZIMNIATT

BHIER |

| (1) HiT £ %R DB FFBAGH LT |
SN |
() PEBARIT RSN T BABRERS
BT e |
(3) e 2 Bt b F % o i 3 96 97 Foet |
EST L |
O (4) Mesen T R MRS A R B
AL S E, AT MRS, |
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Il R - AT B RR 25 A i 2 R0, AR
2430 RE RE PR AR AR [ W, S RE i HL A af A 40 45
EUAR B e 32 A FH 43 oA 32 B RV JE T 25 4 A
BEREAR TG 1254, Hh R4 B A 25 BE e 12 25 I
JNHEEE, SCRERH S FRAE TG, I PR 2 5 rh o AR 408 I
JESEH M LK DL Bk B A B bR P E
TR SRR 25 A N
9.1 FERFIHEREZSY)

WX IS 04 2 BEAE P ML 400 6 JHF- 440 e P AR ]
R A (B8 ) B NP4 LDLR, s/ i i iy
RE A, BE LDL A0S, fufsfhyT 22y
Yy, R RS . PCSKO Ml . M2 A%
NRPRES A ) S LA NR 25 (Rgands . el )5
9.1.1 fthiT2525%)

7T 25 IRFR 3 2k 3 FEL IR T BEA G A iF
BN, AR IH B A A PR, B 3 %6
F 3 H I TG A IR S, v A A R,
) I b 3 24 it % 1 LDLR, i 1fi %5 LDL 43 i@ ¢
W ik, MiTIE2rhe B RIS TC. LDL-C
Fl ApoB /K-, 1 REFE BE BEAIR ML TG /K F-F 7 5
HDL-C 7K~

T 2825 W Il i AE A 26 ASCVD Biiia s B HAT
AR REIFIEESE e S AT 2254
] 32 2 A ASCVD FB 5 A0 I A2 g 5 108 12
I HLAE ASCVD & f& AR 9 — 2 i B vt HL A R
OIS A AR P51, BB 25 600 H R A T 26
AT A FRAR A INBE TS 9%, O IUEIBE 29%, ik
R 149 AN, BB IEAT & BUER X ASCVD A
TER P S A T 225 (FREF A AT 10 mg/d )
B AR AT 22 A7 AE RO IS 35 R T TN 45 1 i A1
T (EREFHABTT 20 me/d ), EAS BN &A= %
T mE AR T4 "™, FORIAIRTT B

fih 7T 25 25 W38 FH T e BE R 2 O RE . TR AL
JE ILE A1 ASCVD 56 B i E I R A % £
T ST AT SRARALTT . BTG AR
1T BEPAATT FAIVCAAMTT o AS [ FP 2S5 550 5 ) fth
VTR R MR 8 B0 AT — o 22500, BT o] —F it
T2 FHR A, LDL-C g— A AR s B A 24
6%, BIFTIE “fMhiT 22597340 6% %7 fhiT2524
Yy i v] i TG IKEREAK 7%~30%, HDL-C KT
5%~15%.

T 2567 MG IR £5 4k 322k B F LDL-C
IR, T Se AT MA ASCVD LA AU 1)
AR IO EIRYT Bbs, sl 25 ASCVD KU

FRLSR, BRI A LDL-C kPRI T2
PIRTT TS . AN N R R AR A T T S 2 W S i
AN ISR, W25 BRI AR YT [ 106G H [ AR A )
FIF (B ) PCSKO MR 1. [FF, F5ZEsm itk e
7T 2 24 W R 2 5] 5 S B 2552 R R B Y R
R AIEFZY . 292t g AR S R K

AT 25 25 m] e AT AT e ) B AR R IR 1 vk, (H
i AR AT LDL-C FEIE RT RS A 3. by 128259
FHEUS T 7 3805 4k SR NV A RETi A2 10 ikt
G A, HH MR /D B LDL-C A B Bis 5.
AWFFEHRR, A5 AL TT 2525 W3 o i 45 =4 1
Wy AT 220 I A I R e SN R, AT
e 55 Ah—F AR AR AT T 28 25 .
B R " s A A T 28 25 el /N R At T 2
2 ST TS 2 N 4 T TR AR B

JH [ B 36 7 9T B UME AL A 45 SRR B, HE
ASCVD fa s o )2 AR NHEH, T 2R 93697
J&i, LDL-C BFEAK 1 mmol/L, MACE AH X XU s /b
209%~23%, SFEICT SRR 10%, ik R
SEERFET R W Y BUA B I, AT
RZIYI AR ASCVD =141 11 R A 25 /N AR
LDL-C TR LR IEA G . ARIFh SR E by T
B2y WIFEAR LDL-C BRI 12,

3T £ 25490 e BB FE 3

P& AB & 8% 38 HYRETE

SR IS T 40 ~ 80 mg’

(FBFETFEK LDL-C = 50% ) EESHEAST 20 mg
FTHE AT 10 ~ 20 mg
HEFEMIT 5 ~ 10 mg
FEMT 80 mg
P& AMST 40 mg
AT 1 ~ 4 mg
LR MT 40 mg
FEMST 20 ~ 40 mg
mpEE 1.2 g
E:LDL-C. B ERECBEEE, . ME&MHT 80 mg BEAERELR

TR, HEEER

R
(EBFE TR LDL-C 25% ~ 50% )

MARFHEEBIAAFENR 2y, (HH LSS At
TTRZGWZM, FAR IR i A )7 o it 4 BRI
FRUETZ0, HRERIZL I AR KA 4 i IR T i
FERST R 13 R RRE ST, RICHIIEEHHY
IS HMTT S L RIZEY), IF 58 22 M R S Z i
IR M B EZE YR, RN 0.6 g, 2K/
do FETECHE R FPGFSE ( China Coronary Heart
Disease Secondary Prevention Study, CCSPS W HoAblf
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PRAFFE 12112 P SRS i RS K LDL-C,
I BRI O R BB T | T R AE TR L
SOOI AR, AR,

AT 2259 AN B Sy 2 e R IO P P 52 %)
SRR, HETRGE A AR AR . b
TTEZGPIAHOC LA IR R AE , T R M PR LA S LAl AS
KLy %

JH B 5 BRI AT R, RAERY
0.5%~3.0%, SFEARETE "0 IR AT 225 1
]t B S, B e A B G B B e Tl 5
(LA SRR, Gn =5 pEf pR AT T 2R 2 5 R 1 I il
B, G AR AL 3 T SR A AR U], i v PN 2R
SRR (B ) R T RAMRESEE BT RikiE
A FFR Cupper limit of normal, ULN ) = 3 4% f &
IRETZE T B, R 2y . X2t
R 3 x ULN DANZE, AT 7R S| S sl ot i SL il b ik
FIgs, rl4 o) sh—FRIhE R i T 25259,
o A A PR W TR IR o AR IR
b I S I Rt 2ty T 22459 S BE

T2 25 YA S WL IR I & AE AL FE WURT . LR
LI LA B Aol e LI i M) R A2 R 190~5% (RCT
S50 ) B0 5%~10% (ERPEWFITEE R ), BRGUILA i
T YR T2 R B ANE A (B )
TS CK T, YW E e It e iE s k-
T A PR, Qi R R A T 2 25 P A
KWUASEAR, ELIEZSAGI CK STy, s,
AATT IS 2GR B2, S I IAER &2 CK 7K
o M CK < 4x ULN, IBeARER, nI % E4ksiih
TTRWia 7 B UIME I anfha ik, 45 A tb
7Ty, WEWEEIR AN CK KSF, FREERIE S H CK
YRS IE 5 T 2% JE TR AT 2259, i 53 4
—AREHER R MITZE 2. 25 CK > 4 x ULN, #t
WS FIMIT 2258, FFE UM IR B2 CK 7KF5
CK > 10x ULN, WFFEG ST ae, 7
B ICIMLLTEE (IR I DIRE5, FFr R A T2
YA T RAIRYY, ELMEI CK ZEIEH K. Xt
Tk B H A 2 s AR T 25259

IR FH At T 2 24 W A 18 R 2R PR 1 AL
W, JEAMTTIRN . SR AT T 22 ), B
KRR KA R TR R A T T 28 254 (9% L
12% ) "1, GG B RVCAR AT T 5B KA R Y
BERELAR Y, AT 22590 ASCVD Y A 25 Ab i
BB PR KBS, TCTe 2 Wl PR 8 fE A S
WEPRI B, AT T IS5 03R Y7 18 I UE RN R

M R 259)

R E BEGS TR UMEAL 252 Frds 1, 2440
S AL L 1 331 B figi 2 Fh 5% ( Stroke Prevention
by Aggressive Reduction in Cholesterol Levels,
SPARCL) KBAF (k7T 760 11 2038 M 1 I 2 R
I35 ( Controlled Rosuvastatin Multinational Trial in
Heart Failure, CORONA ) #7220, 4550 BN
LDL-C B FFAR 1 mmol/L, i 14 fisi A< Hp XU B 3% i
219, HAZE 253 Hr R LDL-C R REXoR i 35
I A i A e RS T A T 2K 2 g et Al
A e T AR (1 SR 2 Kb A 2o LR P, AT R
FEMRLE NREAE ML T T 2250 P i B A o A A IfL
PEGAR

T TR A B SO A5 SR | R
MAEBLA S IHACAS B TS | R B O AF AL E AR
THh, BRI HTAE R BN MTT WX R
R 1,

TERE LT TS5, 5 5 TE S HAd 2 Py ]
WA EAE ] DT T 28 259 2238 i JFPIE 3= 22 A Qi ity
Z - i ta % (cytochrome, CY) P450 i ({5
CYP3A4, CYP2C8, CYP2C9, CYP2C19, CYP2C6 ),
MiE i CYP3A4 AR Ml T 28 25 S 4R 24
7@ B2 SN BN/ N EL 7/ N NS [T 7/
PHAEPUR . HABZGY) (LR . 5 AR 55 R
Fe vt Y SRR IR, AT ARG 0 LS s LI 7
RIS, ik IV e B e PR DA 17 T 28 25 - A R
B

T S 25 AT 52 2 468 A VT 2 245 W i I
IS AT 225 A S B R AN RS WA (B ) 525G
EATMAE bR 52, — B8 RN 2 LLT 445544
CUIGPRERIL: FEWRERAN (BE ) 2000 LA £ AN T
(2 )NREM 32 = 2 Ry T 28254, Horh—Fb iy T
2GR R i Ry s/ N5 (3) AR ROC R
(4 VBRI Ab 5 PR
9.1.2 IR [l PR WA 55

JOER i s 2 WS ) R0 A g R oK -t 5 e
ST v, C1AH FL AR AT ] AR AR T I [ e 7
[ R, WA SZ R B A PR B SR R, A
WATT AT FNHF I Z AT o WFFEUE ST 22 A AR TT 26
2y I, ARE TR, LDL-C KA ik —
AR 18%~20% . i — B FRIRA i S PF R AT 22
ATER G2 T T7 2% E PRifES (Improved Reduction
of Outcomes: Vytorin Efficacy International Trial,

IMPROVE-IT ) &8, ACS B F A AithyT 2md Hhn
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FEVRATT 22 A1 RS 3 — 20 BRI O A P70 SO U
B LR P A9AF5E ( Study of Heart and Renal Protection,
SHARP) 7, WA 22 A1 Rl e fly 7 THE 51697 7T Bl
3 CKD [ 10 M TS "0 AT 22 Aii (1 415 511
WA 10 me/d, ARAREE FARA, H2e R 52
PEREF, BRIFIHIIREA LR R EE T IREA LS
BT R 5, A5 LA A i S RE s i o 2
WORR R R, B2, RERH
R PEANHAGEREAR . ST T 225 Wi F o ) R AR
e A RS s FUVUIR S5 RSO, A5 P T EE iR il
FL

7y o DL R 2 S o 790 o IR A 2 A BTl
ARy, AR AL . AR RS 7 35
ST AR,
9.1.3 I AL AL ARG S R 9 A1)

PCSKO JEJFIEA B o I8 T 22 23 PR EE 1, W]
15 LDLR 255 I LR, MATTI80 LDLR X ML
LDL-C iRk s i PCSK9, FIBHIE LDLR F
fift, feit LDL-C B9 FR. © L7 PCSK il 5
2 PCSK9 BT, i PCSK9 /N T 4L RNA, B
Inclisiran, FERRZECHEHE [T

PCSKO FBTAYFE FABLH AR HL [ /1 T PCSK9 2
F1 1, PCSKO HUIRZE A 13 PCSK9, /b 4l il &
T F9 LDLR 43 AR, AT ARG PR LDL-C /K-,
H ATt b iA 2 Fhas NSRS, 53002 ig e
B3 ( evolocumab FIBAF P4 i B3 ( alirocumab ).

AIF 5 R SR % G B0 B ] PG G S b vl i
B AR F- 3 LDL-C K - 15 50%~70% . T 24
S5 2R IV ] 2R 58 1 BT ) PG I BRLTIA T e T K &5
BAE L ML 45 R A iF 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 fAil.Co LA vo AP FAT i I AT A6 AL 253 Bl
VY JC B B AR AT 2 A G Y 6 T, L LDL-C 4y
51 B % 56% F1 20.3% (P< 0.0001) "*. ODYSSEY
EAST [ 3720 7304 BR324 J, BT PE JC S04
I5H] LDL-C<1.81 mmol/L (85.3% Lt 42.2% )HI <1.42
mmol/L (70.5% [ 17.0% ) (¥ 585 LA .3 5 TRHT
AL (P ¥ <0.001) "o 78 v 58 B R
RIS BTHE T T 15 51077 B 2 BB BRI 5 0 5
R IMLAE BCTR SPE A S R b, I LB i) 2
F AR LDL-C FUHAB S S PRk AL A AR B sy, T
ZMERAF, XS bR G B R 1, K B

PO A PG BT 4 R 22 R 4R HeFH DL
HATHE B LDLR IHAEMY HoFH BEIA R, 2B
) HoFH FXHATT R A " AR % L BT E w]
1% TG K ¥ 26%, Ft 5 HDL-C 7K 9%, Bl F 74 JC
BB ZEARAACER T I L SRR T P B
PUAATBEAK Lp(a) 7KF- 30% Z2A7 M0 X AU T
952 I AT PCSK9 HABTHY sk — 0 MU LR 5T

( Further Cardiovascular Outcomes Research with PCSK9
Inhibition in Subjects with Elevated Risk, FOURIER )"
Ko BRI UG JE SR 7 A S R S Dk S i O I
45 A9 PEAL (Evaluation of Cardiovascular Outcomes
After an Acute Coronary Syndrome During Treatment with
Alirocumab, ODYSSEY Outcomes N4 " PHIR4E AR |
PCSK9 BB 5L, MACE 542 AR XU
R R R 159" 7,

M T B BT 140 mg 55 BT A1 74 T BT 75 mg,
BEWR 1R TS, At 2 A, R
AL P A A 5 S5 0 67 2 8 R SRR A R 1
PCSK9 Z5- & B O L4555 1 AAED R 2 i Y
P4 ( Evaluating PCSK9 Binding Antibody Influence on
Cognitive Health in High Cardiovascular Risk Subjects,
EBBINGHAUS ) 305 "™ R & B PCSK9 FAHT X
LRI RERISZ M

I3 FH PCSKO FL47T i % FI RS 3 Y LDL-C %
EBARAKNF-, A7 K& PCSK9 FATL Y R T 2 I IR
FKTE RIS, 5 HT 9 FOURIER JF AR 258 R AF 52
( FOURIER-Open Label Extension, FOURIER-OLE ) ¥
7N ASCVD (85 I AR L TR Ik 8.4 4F ({5
), "L LDL-C % 0.78 mmol/L /K-, H ™8RR
F L UAAHICERE . BRI . IR A A
AN AN RN & A S 5 LR

Inclisiran & PCSK9 /N T- 4L RNA, Hf 35 35 B,
L LDL-C B i 5 PCSK9 0 AH i /E FH B e A
VRS — 7RO Rl A 1Y, TR K PCSKO
50 o MR BIMNIE S L T B TERR
3¢ U Wl vHE P T 5k e o I [ B I RE R . G
Inclisiran KL E PR Z e RCT LG IMASES R ok 32
B 3 WG RIAEE ORION-4 IEZESF T
9.1.4 &L %

WS B A LDL ki, sEmifg s
FACH, i LDL Gl R 2 @i g b, I
N OS5 g/ W, 2 M. FESERT FH B, JTHRE
HoFH Je B0 A, 5 W B JEK o i R/ T
WA RN B IE R, Wl gk Sk



drEIEM RS 2023 4F 3 H 45 38 % 45 3 W EEE 297 #] ) Chinese Circulation Journal , March,2023,Vol. 38 No.3 ( Serial No.297 ) 253

PR, RIz5%, Mk /D U ™ AN KW A QT (]
WISE K . S OEAH . QT RIISE K | 4k
A BT EEA AR 259 TR Y7 FH &
B, VAR R IR 8 e A TR

9.1.5 HEREA

NRFREE A TR P 2 T2 3 g, vl BT %
TE PN RE T L s E R O I R ok
Wil 5 of I, 3 ZRERI S o/ IR, 3R Id;
K4t 1.875 o/ K, 2K A, SHbiTZ25¥EcH, Af
B4R S R AR A W LR R A E AR E
AL . SZm B2 . R I L X AR =
NS B IBEAMEMIMLEE TG > 4.5 mmol/L,
9.1.6 HAhFEAEZ

JeZE R —Fper i 5 gy (il . 35 . BIAR)
B A HIFL H R 0.24~0.48 of R, 2 K/,
AT AR A B A FE T RS B g 2
o ZAHReBEe W H ES R4l —Fp S 8 Pl
HNEWIABERIR Y, & HFIE A 10~20 mg/d, [%

BRI RS HAS, AR R WL 7
9.2 FEREH M —HRZi
9.2.1 NIF5259)

DUEEE 20 Wi 3805 PPAR o FINEHE LPL i
ﬁﬁlﬂlﬁqa TG 7J(SF‘ %ﬂﬂ%} HDL—C 7J(S|Z‘ [87-88, 127, 181—182]0
WM DR 25 (SR ). AR DLERR 0.1
of W, 3K /d; WORiAL AR DLRF 0.2 of ¥, 13K /d;
ARFLVIFE0.2 o/ R, 3R /s RALVIFRZE R A 0.4 o/ IR,
LR /s FAEDISE 0.6 ¢/ IR, 2 1K /e B WA RN
VTR Z3PAAL, FEIFAE . WU FNE s, 10k
CK FIN AR AL BBV THRE R R < 1%,
I PRI 45 S e 2526 a0 diton, DURR R 2l (g 2
FEAIC TG A1 TH & HDL-C, {H.O MR E M AE E,
AT 040 5k A BE 23 B 40 TG T84 I HDL-C IfiL
iR R TG O A s

Pemafibrate &— 5 % PPAR o #3h57, %24
W FEIESS G PPAR « ZAATE PPAR o 31K,
AT AR AL TG 7K"Y FFIEY7 A TG ILIE o
W2 N /R 0.1~0.2 mg, 2 X /d. Pemafibrate [
KIMEE PR Z2 0 RCT LA A 45 Ry B S
3 Bl AR 36 PROMINENT A/ 5% IR R 3545 75 A 4%
PEATZ AL, e AT e R A& LDL-C (12.3% )
F1 ApoB (4.8% Mg %1,

9.2.2 H4E w-3 JRIHR

o -3 G Wi BR 18 1 J D TG A RS 43 K TG

A VLDL. FIM458 TG M VLDL Bk i 5 st A% i

TG MR "™, WK, -3 I8 (4 gd) ]
i TG 4 2.3~5.6 mmol/L Fl = 5.6 mmol/L [ B & 1Y
TG K43 B FEAK 25 209%~30% F1 = 30%"!, H A
RS o =3 BRITER ™ FEAER TG By 7 &L 1,
I PR 2 %2 FIR Y7 TG AE "™ o -3 RN R
FRIRHIF (£ DHA F1EPA), o -3 i8R L stk
A (% DHA #1 EPA, J H & EPA B9 IPE), 3%
FEL 12 i 24 0 B RS (food and drug administration,
FDA ) HEER T/ 8 5 TG IMAE ( = 5.6 mmol/L ) A
B,

REDUCE-IT W58 455 R, IPE 4g/d W AEMRTT
FE IR T I — A FEAIK MACE AR XU 5 25%,
% [E FDA At #E IPE I TF#EAIK ASCVD XURS: Y 38 i
WE, BHATHOIEEPE EHT, WS RR,
& EPA L& DHA 8 o -3 5 115 FR t o] F&AIG O 1 45
HE, HIESERE AW IPE™, BE iy
A EPA 9 HB5 7 AOTM BEMLIAR: ( Randomized
Trial for Evaluation in Secondary Prevention Efficacy of
Combination Therapy — Statin and EPA, RESPECT-
EPA)FUR, X T8 AU O 3, i1y
YA Al EPA (1.8 g/d ) FAK 32354 5 MACE
PFE 28 i A Gei 27 L(P=0.055 ), AR
B SR B KRR I XU ) A A 1 25 S A
St E L (P=0.031), #&/R EPA HAT— & 1yebik
Sk R R
9.2.3 MM

TR 2 25 ) K50 1t I A BAIK TC. LDL-C Fl
TG DA K F+im HDL-C WVERT . BERRVE R 530 A i
L AP R UG P L Ui 5 0 D R A AT
FIFBEA VLDL 430047 3¢ 35 LA AN B S0 A2 1 1
e, A EROERE . . IFERLE . mIRR
MLAE | 5 MU . R A AL A4, 18 3l
PRI 35 Sl T At B R B R KU AR 2
T FHRRRIS 25 i KB RCT!! ") (— I FH R R
MIRA 25, o —IUE Mm% f 2= )
PR B R0 mERL, BRI,
9.3 HiEIENR )

VEF TS B NR 25 AR W [l i, I ok
T TG 5 %% 8 F1 3061 5 Lomitapide F1 ApoB100 & %,
57 Mipomersen F-7E 2012 A1 2013 4F B4 3¢ [
FDA #t i 1 18797 HoFH™ ™™, {H Lomitapide %4
i A EA TR E 1137 , 1 Mipomersen £ F 2019 4F4(1
UTAE R XA Z g B AG 25 W0 [ e J5 At sl
AT ImIRAE A, BARFEFRE Eii( £ 13),
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HRBERE TS
MBI FERESE = FEEREHLE ERAF( St )
Bempedoic acid ATP FT1RBR 2L iR B HNHIAE EBE S AL HeFH, ASCVD
Evinacumab mEEMEHEL 3 @t VLDL #0 LDL i =12 % HoFH
\olanesorsen ApoC3 {23t CM 5 VLDL it =18 % FCS
Pelacarsen Apo(a) D Lpla) £/ £ Lpla) F+&83 ASCVD

JE:Apo: HAEER S ATP. ZBERIRE, VLDL. RIRHEREE S, LDL. RBEEER S CM. FLEERH, Lp(a): fEE A (a);HoFH: #&FRRIKEM
SRBE B MIE; HeFH: & F R KM S BEBIE ; ASCVD: shBSREEEEL /O EHRR; FCS: RIEMFLERIILG ST

9.3.1 WA IR 716 TR S i it 41 1 75

B TR R A AR TR 2L T 410 7 57 Bempedoic
acid )& T AH B EE S B iR o i PRI dids s
Bempedoic acid I Az B BF LDL-C B0 24 30%, B¢
A 7T LDL-C i — 2B IR 17%~22% , BRA KT 22
i LDL-C i — 4 [ 1% 28.5% . &% IR 48%, &1k
YA NE T2 M ", Bempedoic acid L2 K&
Bempedoic acid/ 41 22 A 1 [ 5 &2 5 J % (180710
mg) CTEESN BT, T IRYT LDL-C A B4R Y
HeFH 5, ASCVD & "7,

9.3.2 I AEMEIEEN 3 M)

I 48 A B 25 A 2 1 3 S o A1 ] LPL 35 e i
Ja¥E VLDL ARSI G 1. 8 2 R HEE T
3 4 A JB BA$HT Evinacumab B 2. 3 B I IR iR 56 44
A HoFH &, 455 ios, TEIA MFENRIG T JLal
I, Evinacumab 45 7] #E— & &A% HoFH £ LDL-C
T 509%™, 5 EHEHE L T = 12 2 L E SR
HoFH, X770 15 me/kg SHBKGTE, 55 4 JH 11k,
9.3.3 FUREH C3 H0Hl5

ApoC3 JEiE L] LPL FUH NSRS P miEsE cm

Y5 VLDL AU G5 Apo. ApoC3 55 AU LFERZ AT
fiZ Volanesorsen [1) 3 il R 1255 24k i 7 L TG IR
JERIE 7%, B /Mo b#E (< 1077 /ml)
el i ik 48.5%, AR SE[E FDA b, SR Z4
EMmHAE B, AR TR IR AR
IR AR R I E RS Ok 25 B AR
9.3.4 [ERIREA (a) BTy

R A% Lp(a) 87 245 41 $5 Apo(a) I X ZE % 11 1R
( Pelacarsen ) Fll Apo(a) /N3 RNA (SLN360), —%
1 B3I AR A0 38 R T 5 RS Lpa) IVEH . B
TR E ] 15 989%™ Pelacarsen F4 2 BRI R 2 36 44
A Lp(a) = 60 mg/dl i) CVD 3 286 f], FESZ T H
R B Lp(a) J7R0R R AP 24 P, By, H
KHAEL, EIBRZ ot o o0 IL58 A5 28 15 A I R AU 5%
Horizon 1EFEZ TH .
9.4 FEARZ5HIIIRS 1

Ko B 245 W 30K 5 I P 2 I T S5 T 0 ) s
Aad, FEAMSZRSMARAIRE, #HF—PRAK
ASCVD XU, I BENRZYIRIA ROV AR, H
HIATERE A F RS N R T (3R 14 ),

| % 14 [EEERln) gy vii)
BERK BERER 1mAE Mg MACE REMRTESR
b3 T 2259 + BB 182 UR oA 451 3 #75 L DL-C FiktR LDL-C 50% ~ 60% L
#h5TEZ5%) + PCSK9 84t 875 | DL-C FiAtR LDL-C =~ 75% S
7T 25 + BB EEE RN HIF) + PCSKO #47 SEE LDL-C FiktR LDL-C =~ 85% N
TR ZEY) + SHE IPE 4 g/d LDL-C iA#F. TG 2.3 ~ 5.7 mmol/L MACE RS BRI 25% LEEE . i

T8 + FEE DTS w -3 BERFER
LAY + w-3 B
MAFEZY) + BBR LAY

w -3 BEARER + RBR K4

LDL-C ik#Rr. TG 2.3 ~ 5.7 mmol/L
#25TG = 5.7 mmol/L
BTG = 5.7 mmol/L

NEFEAYANSZ, BEHTG

MACE J & BT Bhge. (AR, Him

TG 60.8% ~ 71.3% A
BRZ R B
TG > 33% AL

= 5.7 mmol/L

E KA R DM TR YINIE P EREMITRAY ( AR ENTENR 12), o-3 HBREERLFTR, FE49/d, PCSK9. FIE
BHEABMEARER 9, IPE: — T AKER 28, LDL-C. RBEEROBER, TG. Hd=8 :MACE. TEFR LMESH

9.4.1 F#AIK ASCVD USSR NE 25 1056 5 1

9.4.1.1 i T 252445 AR [ R AC o o 0 B A5 10 F
PRS2 40 5 Wi R [ P ) 4 ORI i, ] =

A RAFUMAIVE R . RCT 2525087 BoR, Z FAbT

KPR, KT A S AR At T T 25 25 P K
A fdi LDL-C ¥E— F R 15%~23%, WA 45
SR AT T 2T LDL-C IR AT > 50%, HAS
BT TR AR R Y 2%, IMPROVE-IT #1
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SHARP WF5¢ 43 3 @75 ACS HI CKD #3% % Fifh 772
25 50T 22 A1 B AT AR O i A A %
VR A R 3R A A i R R s il ), A
iR, A A 10 mg/d HFH LDL-C FEIRZT 15%
(B2l ) P 20 me/d BRI TS24 B0 1A
TT2R25%) LDL-C it — 20 FEAR2Y 16%, 24 VRN
P R 2

9.4.1.2 flyT2525%)5 PCSKO HIkIFIBA 1

PCSKO kil 77138 1 v/ LDLR [%f#% . 34/ LDLR
B4 LDL &0k, 7EREARHLEH E5MhiTs
254y MR EEE P 59 B M) . FOURIER WF5E
F1 ODYSSEY Outcomes 57 45 e s, TEMLTT 22y
Y (- Y240 ) FEhl FEFRIE L b T iE—2
FEAIK LDL-C 5 59% . ¢ BRI PG G st ml e — 25 f
fIk LDL-C ik 55%, 34 0] & 35 B A1 MACE H X} XUBS:
15%" ", ZBCA R AT SE B LDL-C PREAbR . Bk
U Tl R, FLOD MAS IR 25 IR 725
9.4.1.3 7T 5 i IPE BCG 0 H

REDUCE-IT #5845 R R, X FE#Ez T
FKAWIEIT LDL-C A K ARH TG 22 B = iy
ASCVD HE 8l & 32/ 1 T ASCVD f& [ K & i 4
PRI, WA RAEEE IPE 4 o/d o] iF—2 B & FRAR
MACE #HX} XU 5 259%™, R, 138640 F Tt
TR 25176975 LDL-C < 2.6 mmol/L {BAEYE TG %
R T 1 R DA E— 25 R AIR ASCVD AU, 7
LR EAYEINA AMA RN . R, IPE 4 ¢/d
FEAE— 7 FREE 0 R I AT & O s B sl AU, g
B PRI FEE BB IR B, SEBZ 07 R0 T
DA AR A 5 25 7
9.4.1.4 HiAth

RERE h 25 B G A T T 2R 2 W sl A 22 A . TR E
M Z b RCT J RCT 2520 o, iiT282y
YIBRA IR 22 I [ LDL-C I35 KA R AT T2 259
FUFARY | e PO R NI RS
TESE MR HE SARPT 22 AR B A% LDL-C A5, Latk
KL 2,

T2 G DR s = 26 o -3 i
i . T2 B A DR R AW S = 468 » -3
JEWi R (& EPA F1 DHA ) BY.0> Il % 3K 25 17 75 5
Wo FEHDHE AR O 58 KU1 78 ( Action to Control
Cardiovascular Risk in Diabetes, ACCORD ) V.40 #/f
FEHN, MEIRIR B TR YT 5 LDL-C L4
BFMETG > 2.3 mmol/LL H HDL-C < 0.9 mmol/L. 3%,
B A AR i DURRIA YT AT BB — 25 B AIK ASCVD XU

(P=0.057) """ {H £ #7 /> Aii B PROMINENT fiff
FEABEUESEAR A RE P Ath 7T 2525084 Pemafibrate
ik —A ks 1 pbAh, EABCTMIT RS
e DURF 2 AR ml R HIIE Y 1) 22 4 1 7
AR B E PR AR DL SR ST S 2k
FH & HE R IR ARG A5, SOt okt i — 3 B
9.4.2 " HE iy HY R MLAE (4 BRI 25 A

TG &EFHE (= 5.6 mmol/L), A% Ir =5
—[ERG25Y)NRE Rl TG KPR, AT R LAY
KWy KFE (2~4 o/d ) A o -3 JENITR . M
B2 2 PR B LA E B4 PP BRS mal
FE o =3 B8 i R FHAH AR 2 245 ) BE AR i — 253 fin D
FE ) B G B 2 Ak AU, DL RS
AEBIER, B, SEEE (5 -3 JEIiR
I A ARG ) DL AT (SRR 2
XA,
10 FEAgAFTT R E 35T

ERfEm ;

| Fekan s, M, FrehFss Al |
AR AR, AR HBIS T R T FH &4,
R RO EHARE A ?
10.1 B4

IBEEDE ( lipoprotein apheresis, LA ) j& FH,
JuH R HoFH FR 3% 5 %2 09 Bl Bh iR J7 15 it,  mT fiff
LDL-C 7K FEAIK 55%~70%"2', S [5] Fi 48 (= 45 7
HEFE Lp(a) > 150 nmol/L 9 4 7 00 5 £ 5 B4 7
LART2 MR AT 57 IR 3 s R . el
BRI R 1 Wk, 2R 2 A 1R, IR
WIIE) LA 5] 0 o (HPRHZIR 7 A% B 5 . #E
Aok B A A B IRV i B ) T 3236 97 ZE NG R )32 1
A, CHEAEPE, AR RV ARSI EE .
ol . ARESIMAE . BAERVETT A Bk S, (R
10.2 A AAMNEFFAR

B Al Al LDL-C 7K F B S i, Ry ikt f s
M RAEL A, ERAEO M Z BRriiir. s
JFR A S O IR AR, BRI —FP LD BB T
Femg, (AFEBA ARG H LAEZ LT R . AR S
Z . WA R A, R R D . BE
TR B FR 43 1] 1 55 B T AR T e Bk 3t AR A ]
™8 HoFH B W3RYY, BUA 48/ s R
JeHERE B
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11 HEASFHNMASEE

BART |
L BRABRBAALEL LR (EaE,
MBS, CKD, AW ), kAR E (k). |
L. B AR R SR (R AERE |
BB ) 498K, Ll KR A BT |
R R A — R AR, PTAEERIRE A |
LAY s R S |
11.1 &%

PN | WA ) ) G = R I R e (4P =3
£ 3 bk P B2 41 ) RE B K PRy A JEE 357 i e
Sk EREAL A A Rk . TE—Zmipith, &R R
FFENR H AR T LR TRAG 1 ASCVD KUt e . &
I 1A X iy I s — 25 91 By 1 K A i o A =, A A
B — Wt pg g 40 IE 25 R - AR 4 ( Anglo—
Scandinavian Cardiac Outcomes Trial-Lipid Lowering Arm,
ASCOT-LLA ) g A Ay 5eh. 0o KU ) v 1l He A
SRR, PIFLAR M i ASCVD 2 5 F R
1% 35%, IBITFHLRY LDL-C “F¥ERES] 2.2 mmol/L",
O F 25 B 3 B #¥F A ( Heart Outcomes Prevention
Evaluation, HOPE ) -3 fff5¥ 40 A ASCVD H B XU [
MR, SRBR A, IEF AT E ASCVD
S AR IRAR 24%, 1RIT 4L LDL-C I (ERFF) 2.4
mmol/L 2, 15 Il i B 35 A T T 937 O s A
JRIE—RHNEIRIS ( Lipid-Lowering Trial Component of the
Antihypertensive and Lipid-Lowering Treatment to Prevent
Heart Attack Trial, ALLHAT-LLT ) 24 A &5 M4
I IR R i R, RN e, AT
A BE 2 FEAR ASCVD XUB:, 1697 40 LDL-C R Ik iR
JE17%, “FEHMEHA 3.1 mmol/L™ . R by Tk
BB AT T 28RBS 254 ) — R B i o A B, 38
EA AN HL B i R, RIS RE R AL
AR L, T AR ASCVD KU PEAL B (K]
1), KA JG e AR 81 4 i R i I £ 3
PR PR LM, NARIE SR 202, i & I e
PRFARL ) LDL-C HAME, T AR FEIRE RS 2,
11.2 BRI

B JR 9 /& ASCVD [ SRl 7 fa b R &, A
W5 7 I A 57 5 60 B PR £ ASCVD U 5%
i 5 Ko W R R 3 19 I B 5 5 4R 0 TG T
HDL-C F#fik, LDL-C IiE# 804  Fm. {HI LDL
WORL ELA /N 25 R A, R 1 BB B A i Ak

YER . BEPRIR G5 TG, 48275 TRL AH [ EE 1) 7+
. AR A LDL-C AE R R B b5 AT BRI Al 8 3
ASCVD X[, 1 dE HDL-C 43 7% LDL-C #1 TRL JiH
[P, AR A S AR B Kk AR AL RS 28 FURAE
B LA, OB PR £ B e R A LDL-C i HDL-C [A]
FHE A RERR B bR, = 40 % BB IR B & &G,
1 TR PR B = 20 4RI VE RS, T < 40 1Y
WERG R, NigEA ASCVD Hifth 2 (& . W
M. HDL-C)FI( B AR B FH e ASCVD XU ;
WEHEA = 3 el RBAIFRaSERE, W
M ASCVD i fE. %HF ASCVD XU b . (RFE I
BER R, R LDL-C #5HI7E 2.6 mmol/L LA
(F£15),

R S I AE B AR IR

biized=a HAF KR ERS R

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

ASCVD R h & B et R 7% & & .LDL-C < 1.8 I A
mmol/|_[223]

ASCVD RS AR, FRAMBERFBES:LDL-C<26 |l a C
mmol/L""

HERBEEZEMIEHDL-C AREBLR, BIMEAENG C

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

SE:ASCVD . FhRKSBREE L M/ & s ; LDL-C. [RBE T QB ERs,
HDL-C. % EEEEBEER, ASCVD SRMBEEER = 40 & WiERK
BE, 20 ~ VSHERFE=IMERATHESIFLBERE, N1 EERE
RmTE= 20 £A{EAN ASCVD BfE. FERKEX. SMfE, MEFE, BIA,
R, BABUOBRIEL, LBERSE. BAR, BYERSE, ZO0EEE,
M ERT( SRERS RIS )

Ko — 5 G B Ag T 10T B B 5T s A
1T 2525 W I 2 R3O0 PR 93 F 35 ASCVD XU i
TT 25 25 W 1 5 JEL T 52 MR A 970 1 5% . ( F ) PCSKO
WY BN, A B IR 9 ASCVD B E
AN AL [ BE TR AR R T 2. T 22 ARl I
B4 DR 2R 2 W B B 90 485 SR ik b ik, (G
I TG Ft ¥ F1 HDL-C &A% (1% 37 21 BE M\ JF 3% DL 4%
BIT AR s T RZGW IS R A E o -3 5
1R F B R i B ASCVD JXURS: Y T T BIF 9% 45 SRR
— 3L, fH 4 ¢IPE A & 2 FF K ASCVD KUK ",
R, S SORE RS o i AR e P fth VT 28 25 W 1 Sl 2k
THRENRIATT, W LDL-C ANikbR, oo AH [H EEg
W i 351 = PCSKO il 7] MO, an s LDL-C ik bg
JEAA TG ¥ & 5 IE HDL-C Aikbr, % Emes ol
JEIPE. o -3 JEMEREE I FR2s 24 1527
11.3 18ME IR

& Jf CKD B9 CVD & 2 %6 T XU i 35 38 =
CKD 3~4 ¥ 8 & H 1 F ASCVD & G AHE. CKD
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SRR I B A AR TG T i B I 1 HDL-C B AIK 2
sdLDL i Kz B 4 4% i, CKD [F 5% Wi Lp(a) £ 354 1
B Lp(a) KR Th o AR TT 28259036 97 %t
ASCVD KU 1 BRAIGSZ F 5 B hRE RS A, 7E%
R IIREA R E T, T 2R 2G0T R B %
fIREL ASCVD JRUES: 22 (HAE E B B o RE A 4 R
o, PRIRER R Z BRI T I E R CKD BE T
YT B R R RO (36 16) 2977,

CKD & A 7T 2255 | WU i = fa B,
JCHORFE B D RE IR AT M DR B A B /N Bk g R
(eGFR) < 30ml/ (min-1.73 m*) B}, Ff H & XUk
Ejfthy T2y s DIAE OC O akk e R ) g FH o
DR o] TR LB K-, SR E R CKD B S5
VT2, mT RESE UL JRURS

CKD 3-5 # B iAsiATT
W HFEG IEEER
S F BT #A CKD 3 ~ b HisRE, BIVEAt I A
ST AT 25 Bk S BB B B2 UR U D 51 37 PR A
LDL-C (224-2281
T ERERMTRAYAM TLAYHFSBEEERK | a C
MHF 9 ASCVD &3 CKD 3 ~ 5 Hi &, JFih
BTSN O £ R4k S 3 f X L2y P2
N TFRBIENTEOIE ASCVD B, REIWE BT [ A
zﬁ% [226-227]
JE:.CKD: 1815 iEw; LDL-C. K7 E A& BREEEZ; ASCVD: ®hfkshHE
WAL M 1 S

11.4 iz

FE S M A2 — e Wi, b TT 2 R
i 1 mmol/L B LDL-C, Jixi &= &2 & XU FEAIR 12%,
[Fi) Fsf 2R ARG O LA AE AL L A AE T XU 2% i T 2524
WIZER T BN, BEFER 1 mmol/L () LDL-C, fixiZr
rh A U AT 21192, IMPROVE-IT BF5% 43 )2 4%
Mrigss, EAFFmA s ACS BE T, fhiT
25 A I IR T A i ) B R A T 2 2
YIMIE, 3 AT ot P A A P P R RS 48%, [
T A5 2780 i 2 v i % AU 409%™, 1E FOURIER
W52 H ODYSSEY Outcomes BF5EH, S5 X HRZH o4,
M U BTN AT PG T AT 43 1 B IR ASCVD f
26 e XUy 259% F1 279% 7

KT REIRIGIT 5 P i 2 v B 56 R A7 AE 4%
I, E DL I ik A v £ E R X 4 /9 SPARCL
FEH, 80 mg BTHLARMTTIHYT 3% PR L BOE s 2L
BEME GRS T 16% , HH i o 2 v JXURS: 48 P8 448 5
SRR, PR LDL-C 593546 18 R T W8 £ Y it 1k
A s (36 17 ) 2522,

fiZE T R E M BEREa YT
HHERW HFEF EEER
3 F o) BB AR R M MR ZE P = TIA & 3185 I A
CAD 8 PAD &, i LDL-C < 1.4 mmol/L;
3£ HDL-C < 2.2 mmol/L"* %"
X T 88 4w Bk ot A A Ak M R i 14 i 22 ch s TIA B A
# W LDL-C < 1.8 mmol/L; JE HDL-C < 2.6
mmol/LlZZE—ZZBI
X F Bk AR AL R M R 22 p sl TIA, HEFEMT A
KYEAG ST PO
X T EBGRREEE L R M MR 2R P 3 TIA, f5T£%% |l a B
5877 LDL-C ik#RaE a7 o F AB E B Y 1)
X F Bk AR AL R MR 22 p sl TIA, #17T£%% Il a B
1) + B E B3 U UG D50 5705677 LDL-C iAKR & a0
A PCSK9 #0415 110.971
SETIA: S MG M & 1, CAD: IRENBkESB ; PAD. 4ME M B &R ;
LDL-C. 1R %R GABE R HDL-C. SHEE AEEE:; PCSK9. BIE A
B EAEER 9

11.5 75 5 DL 224N

= 75 % B NMTTRGY RS, At
TTHE S G BT N ETREPERTSE ( Prospective Study of
Pravastatin in the Elderly at Risk, PROSPER ) (X4
oy 70~82 % AR B, HH 50% & ASCVD & e
NBE, 50% A ASCVD., 255 B RERATT 40 mg
YU RN B 5 I MACE R AR 15%, WEAER
HATT 25— G W A1 1R A3 TE S 2 T
18— 55 28 AT T 2R 25 W F ST I 25 A 0 A s
=75 XU < 75 % AR AETRE LT 2R 250
Jrrakas, (HAEBAT LAl ASCVD HYZ4F4L (70~75
%, =75% ) ke TR . IMPROVE-IT
T IE T s, 75 5 R UL ERIZEAE ACS /B,
7T 2R 25 WIS WA A A B S A T T 2R 25 3 0
L8 S O A KU B 2096, 355 PCSKO 1 1
R MBI, AR B E AR R 2 ) K
40~80 & " RI= 18 & VT Mt T = 75 I ARE,
HAE FOURIER P52 20T s, = 69 21
AHEM PCSK9 AL FENRIRST AR 45 5 < 69 % 1)
NBE—E P Z55 DL FIFRR R = 75 4 (1 ASCVD
BEN Y < 75 % BAERIFFER R 50

—WURIT AT TE = 75 % B4 N B — G i g it
%% ( Ezetimibe Lipid—Lowering Trial on Prevention of
Atherosclerotic Cardiovascular Disease in 75 or older,
EWTOPIA 75) /R, = 75 2 0500 f ]
10 mg AT 22 A3 Al {2 35 B AT E SR AE L O JILRESE
ARSI K L iz FE R A XU 3490, SRR 22
AVE R AR NG AT R ASCVD — R B 1 it 2

FEANE R = 75 % AR N A Z M8 15 R
TR Z R, 205259 A A AR AR R
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FON 5 e i FR A R 2 A AN [R) R BE A9 I D e kR
KRR 259 M BE BT 2 AR, RGBT AR
K, WEHRE AT AR R R 259 70) 5 W I
IREAI CKo X = 75 % % AN [#) ASCVD — 2% 11 B,
B 2% & ASCVD & KIS A1, 38 75 Z9PAh A= H o
R AR 20l Z2EHAFEHLES
TR, SETAMARILBERE, LA AE K il T 77
(B R A e i N L= ) Nt & N S i D =Y ik
AR TT R YIR TR BARY RCT, X &4
NABTTZRZPE ST B AR AERR IR (3R 18 ),

IR [EE A (=80 % ) kO IUEE
fZ g bEmt sy P9 g5 ok, 5 LDL-C = 70
mg/dl FEH A, L LDL-C /K F < 70 mg/dl (1 1
B R R —2E RO A IR RS, BEVTIA] 3
SRR, $OREEFBEN LDL-C ik
FET R i i 7 B — Y

> 75 B2 NI Rk

RN WHEXG ERER
M F = 75 % &3 ASCVD ) & B BT 4 g8 Il a B

7 110,97.222,231-292
WF=75% ASCVD &R A, HBERILE. F5H. II'b B

THEFG R EZRE, WRKBEXE, BWE
TS A WETT BT — R P

T =75 & ASCVD A8, BXELH. BE. la B
MEESUREEEE, B 5ENP6EERR U
BT T — R

WNF=75% A, NWEEBEAYHEEERSE b C
hEEME, BWARFEM TERAYITSG, %
T BN BEIAIRE o) % R BL & AB B B2 U 3l 4137 5
PCSKQ #4I55577 4

JE:ASCVD: ShBKSEAF R L1/ M E s ; PCSKO: BT & B LB RS
e

11.6 4Tk

GRS B FE A M AR T, R AT IR Lo 1
LDL-C 7] J} & 40%~50%, TG 1EIFiR 14 A4 A
Fhn kA S i g IAE X A Wik A 52 e 5 1 A P v ) B
Oy RO E LA o v T P ILE A 56 Y £ 3 7 A
Z2ig, AEMNE TG MUAE v 580 T R R F4T
IR HERET- R ik 20972,

X F AR R A A AR R R I A, ek
TR, o AV O AR AN e R A T2
2%, FEL [ R A R0 R PCSKO 3ol 314 9446
o XTFUEYREGFF ACS B v 2 JE (I IHERES 57,
FE: v JIH [ 5 LE 45 3 ASCVD 1] %5 & LA iR
J7 o XHFEE TG IMUEE ( > 5.6 mmol/L ) FF 1] % &
A AE o-3 IBNifR. ™ TG, Al EH

DURFRZ59) A IR S A AT SR LA IRy 27,

KFATTZ 25 2 BUR LRHE s £ 20k A
YT A B E , A (4 2 R A R
PEMTT 25 IS0 (R A 7T Ay B ML BR A 5T
I BABBIF ST 1 A e At T 28 25 036397 38 i+ A s
(10 A R, 2924 L5 R AR R T T R 2 AR &
B0 A B A RS, (RS B I B R 3
TR BRIk, 2021 4F 7 A 20 H, 2[E FDA
FRIE T YRIA th 7T 28 259 2 Sk (R T 9 Bt ok
BUMAT T2 Ui X 287 ARss (X Zehpss Jy ik
B ) B9 H, GROR1E ASCVD & fa gt /4 1
FRAE, a0 PH SRR AR & A AR sh ik 1 i 3
AIAEZ AR . e 0 PPA R ) S ity B ek ¢
T35,
117 JLE R 4F

Y F 455 A 2 8 8 s ok i i B i U AR |
B UA3E sk AR R AR TS e RAE, RELEF
SRR S MR AR R R BT, KRk
20.3%~28.5% . JLE I /A MG S5 = e —Fnife,
HRP 25 LB MR S bt B, N3 H T R L
AR I IR T AT MG S 2 bR PO,
11.7.1 [ fgdfis

XA OLR L S T /DR G T IR 2

(1)l —goridh bt < 65 B sk < 55
BAHONAIE , D2 . A . CABG . 2208 A
MAEBIEAR . FRIE,

(2) RBETC = 6.2 mmol/L 8L T HIHINE K
HIRH

(3 ) B Bk oy sl i oy sl IR PE A S

(4)F VR . SILE ., AERE (2~8 % ) ol
(12~16 % )sA WA T 5 % FM%E FH XG0
AT LR S B i
11.7.2 MRS 2 hnifE B

L T AR I 58 S5 L3R 19,

EXl Lers 0 £ niERE s EimE( mmolL )

MmAg & 15T / B S&®
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 10 ~<12 <1.0
3E HDL-C < 3.1 3.1 ~<37 =37

¥:TC. BB EELDL-C. RZEEEE SR EE TG HiH =7
HDL-C: &% EEE 8B Bz



drE A 2023 4E 3 H 55 38 4 45 3 HH( 8% 297 # ) Chinese Circulation Journal , March,2023,Vol. 38 No.3 ( Serial No.297 ) 259

11.7.3 AR T

XL MRS, A s sh kg
JE IR S AT AR . BRI T AL TF 1 h
Hp A 3 5 B 1)z s HLAE R R A IS RSB AT 2 he
FEIRITVE IR T LB DA G S L ml, §%
R AR S H TR A OEH, BIMEE HoFH, K &IA
Jr L ELA AR . R T T G I AR
WEGIE LSS FRBA, REERET; 259
IBIT AT S BEA SR P 562 FH H 218 FH 3543
11.8 SR o I [ e o

FH /) 3 25 RAFAE R 3% LDL-C /K-8 2 T+
m L RO, H B HAREREE. EHR
SR R HeFH I PRAZWPRME L35 £ 22 g
JI IR W 28 bR vfE . D€ [ Simon Broome FRfESEF . T
FH i 52 Wil R E FH L 2 1 bR E (&
2) P8 EIE E E O FH A A E FH LR
AR EY Simon Broome FRUE | i 22 ig 5T I I 9 4%
B v 24 ARRL A SRR R S i B RV R BN
B2 AR S Bl N B I S5 [ H [ iS4 97 2 FH AR
T O 0L I R AR AR YT R it (3% 20 ). H
B8 IR, FH WSERZWBR A LDLR . ApoB .
PCSK9 Fl LDLRAPI F& R KW A1, 38 nf 9 KR kAT
VIR BE Ui . 5 57 SHEEE M 1. ApoE.

E0) FH (21T 56 TR

ABCG5 Tl ABCG8 ZEFLRAGI , 7 By T2 Wi il 4 5
ié\%ﬁ‘ [77, 250]O

HEXNR.
(1)8% ASCVD 8%,
(2)BEREABUOBRIESE;
(3) ALY LDL-C = 3.8 mmol/L, JLEMS
LDL-C = 2.9 mmol/L;
(4)EEENAEERES

HEBRgk & M= 8 E BE M
H—FWEmRFRERE

WA :

MAFKFETI3 %P2 4%,
(1) RZEJ780ME LDL-C = 4.7 mmol/L;
(2) Rk /BECERPEMRES( <465 ),
(3)—%EBhH FH HF % ASCVD B

JLE FH B2 BTARAE .
FK3EY7 BIMSE LDL-C 7KE= 3.6 mmol/L B

—RERBEDE FH HERB R ES

SE.ASCVD . hBkSBEETE L4 I & 5s ; LDL-C. RZEpE
EOEERE FH. XEMESEEBNE, “£4% " EHISFREME
<b55%, X< 65%

FH M E 5iE RIS ETRIE

AW WK TESR
ARZFISUFIERZUII T BT FH HE 520, fiEREENEL, BEERLWERT FH BISHRERFE, BREN I B
BUR R B RRERRSN FHS 251759
A FH 5823 LDL-C B#rE ¥, KL ASCVD K < 2.6 mmol/L; ££FIfF ASCVD R < 1.8 mmol/L; £Ellf&k ASCVD K Il'a B
< 1.4 mmol/L
JILEREDVEFH BF (< 18% ) LDL-C BHrE " T ASCVD K < 3.5 mmol/L SiEEL4#IE= 50%; T Ila C
R ASCVD R < 2.6 mmol/L BEE L8> 50% ; IR ASCVD K < 1.8 mmol/L BEELEE= 50%
#R1E LDL-C AR FE KA MEAT ZH R R B KBS LDL-C 254, BIEMTHZY . PEERBRRUEMHF . PCSK9 | A
%

HoFH B& B & R PCSKO ##3. Lomitapide. Evinacumab ( E4MIEFRIL ) |
BATZE4%477 LDL-C TIAARI HoFH S /" &R HeFH £&, BWHKAEEONE LT, EVE2F 1K | ©
2 HeFH JLENREH/IL (ANBET 10% ), BI2ELEFTFXFTHEHR LDL-C = 4.7 mmol/L, BIBahth;T= |

YA (= 8% ), MSTERZAYEIT B = 4.0 mmol/L TTB & E BRI &R = 10 % ) 25527

FE12 HoFH LENREHL (RF 250 ) WILENREBHMTXAMKSEEERRENHFET (HKF2% I B
B ), REBHEZTONE (RESFH. FNBEF8SF )\ 81 ~2F1K, =125 TEE PCSKI i

EVinaCU mab12537254‘ 256-258]

HYTBMERT EZESINEERON BT NTERENER HoFH B8, IX B 0NERRZ st IBES II'b C
¥7 ;. EH IRk R ASCVD =& E s BRI RS N % IR DATEL ST a6 7T #0700

SEFH. XM S REBEEME,; LDL-C: K2/ A5 SR8 BB, ASCVD: zhBKSBRERE (LM I &%, PCSKO: BiE QLB B3 E X 9,

HoFH: @& F AR K SEERMAE; HeFH: & FRR KM SEERMAE

EMEEEEREITRA T RERS

EEEITARNM: AR eFRt 2L, TAE
FLChERENE, TEEFLASREIL, TRES
SIS, PREFARRES pL, PEETES

EEBITIESZERS (REREEHF ) o (K
ERERAEZEFRBEREERN TS, PREFLEEFH
AFIEERN), TWME(GHRERRFHELRRIEER, +
BEPFesek) T (LERBRFEFREREREE
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%), RAE(GRKFEFRMERBRER, TREZLHE
JFRFESREERR ), Kiz (LAKRFFELER ), BRE
(LWAALER, PTHREFAASLFNLILER ), #K
—(FRFARER ), THF(LETHESARER ), M
AR (PEHEFAEREINER ), H0E (AELXFWET
WLERR ), $7ES (MAERIFIRREEER, PTHAEFLCH
ERENLTHEER )

IEEBITERAARK

HEAAN: SEHE(FEEFAHFREIIER)

BR (BEREEHF ). 2% (PEESHFREN
ERk), BEAF (LEBRFEFRMEHEER ), REA
(BHMMEARFHELTZERER ), BKF (PhXFHHiE
—ER)

EBITERA (REREEHFE ). Tk CAREEAH
XKEWEB=R ), BRE(BHRERRFHELTLERER ),
Lix (HRERRFF—WBEER ), TX& (FHEAK
FWELTKIIZER ), ERX(PEEFHFREIER ),
b (R EEER ), Lk (BHEFXFWEILTE
Bz ), ahCEEEasmEmen ), k(T RFSHF—E
), EL(FPAAFER ), ZZR(ETRKFARER ),
et (FEEFAFRALTHRER ), £8 (LgF9X
FHELELER ), F#% (PEEFHFREIIER ), S0
E(MAELER), FAG(TRAEFHFRESER ), %
i (PEESHFREIER ), FRt ( EERKEER ),
KB (P ERBIAR IR PO B RSB ), kb (LE
RBRFEFREMEREER ), HRL( ATXKFARER ),
HAE ( LEZGBRFEFERBRAER ), KN (fk
EERER ), RAF (ARRFEFIFALED ALK ), AN
(PEEZHFREIER ), RIE (P EERBRGIEH P
S F AR ), AU (v KReGER ), W (R
HEGEERERFRIFER ), FAK (BEBXFHRES
—ER), &% (AFXFEZER ), SFE (F5EPo
DERER ), HREF (TREARER ), Fa#k (PEHE
FHEREIER ), BEA( ARXFEZER ), 2A(L
BRAEER), BEL (FhAXFHRE_ER ), TR (F
LK FWES—ER ), M (L PHEKXFRFEFRRE
WRER ), TEE (AFEWRER ), SRERE (HELEAHX
FHEER UL ERKFABESR ), AQE (LT AP
EFHRARTAFR), ELE(FTEHEFAFRENER ),
B (e PHERFZRAFEFRNENFER ), £F (4
FTREFHF—ER )

EEBITHESR (EEREEHF ): THX(TEE
PHFRENER ), AF (BHEHRFHELTENE
%), ZR2E(FTEEFHFREIER ), ZWMF(FTRAES
FERESNER ), BEPF ( LAEERFEFEREHRLE
%), BMHA( LEREBRFEFRMEREER ), BA(H
HEFKXFHBELTERNER ), BARF (FhXFHEZE
%), HEFR(TEEPRHFREIER ), FEh(PEHESR
HFRFIER ), BER (THRFREZER ), HER
(B EHXFRBEER X EAXFHLBESFR )

fEEEITHEA

AR THA(FEEFHFREINER)

MER: BwE (PEEFHFZRENER ), &% (TE
EFAFREINER )
FIFEME: ARSI HGITEY FHALRA SR
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