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O I 45 % 97 (cardiovascular disease, CVD) J& 4
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B o/ TSI O = 2 L A A 1 = 7 7
(atherosclerotic cardiovascular disease , ASCVD) A 32
9 CVD Chnghe it P4 s A I P i A 452 ) 23
FEI 2 Ja RAS 1A BT 5 FE R 1Y 409% LA
B A ARESK R ASCVD B B HE4) 4k 4
e B TARE IR

TLAT IR 2F L A5 =2 I R T 9 AF 58 30 4 72
B T S 3 % - | =g = Y | i (low-density
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PEAG IS PR 2R B A 5T A R Al A #
fi§ 2 H B (apolipoprotein B, ApoB) [ i #& H , £2
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BRI IGE 8 T 7 A8 ) R A5 A T B AR o
I, FE s ASCVD P T AR 22 b T %, s
EHANAEGE

2007 47 J5 [ 58 TLAE S ey SO 1, AR
B 27 250 MLV 7 4 3 A 2 2F R 58 Ly Bk
B2 5123 AE 1997 AE LG 58 B 36 180 iy BE il
BT T B RN I R B IR R R ) .
2016 4F7E 5 5 T A A AR 5 2% D32 s Ty
FERRIISCHF T, R S0 U s o0 R 500 1 4
R KB ARARZERL R L5 F NS AR
SR SRR R R, U I N Y AT 2 I PR
IR |, 455 [ Br IR 45 p o kAT 1 4 m
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ETT RO )™, 6t 7 T G A I AR 4 R 1L,
X AL FE L ZAE N LG 5 5 B B T R S
PEHIY.

b N i i S By IR 46 (2016 4R 21T
RO D & AR S, TS R P Il A 45T e 9 S T
GEME I R , JE— LI T LDL-C 5 sk ok AEad 1k
49 PR OG 2R s AR 24400 (0306 G o FH R 3 i 9 24 n iy
5% AL 8 A R T 3R 9 (preprotein converting
enzyme subtilisin kexin 9, PCSK9) 314k 55 58 v Ji , A]
{fi LDL-C /K ¥ B AIK 50%~70% , 7EALTT 25 25 ¥R 07
Bl b — 2P b AN )G I E A (major
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R R BE B AR LDL-C 7] 77 o 5 22 10 1045 DR 9 A
FHUOY S sk 2 I DR a0 25 AR 1 22 [ A0 o
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2 % B I g A 3% 7K F- Bl ASCVD f& 18 53
IE S RN CNTRE N CR S & N AN e PN - 4
e, AT ALk O F 7 B LDL-C K S, XF ASCVD
(A ) e f B8 T o ) Jm B B T s o PR, 95
BIT L RXRER G NEWIRJE , R il fg
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FEhLHLS #0516 A Jr T (5 B 1T I SR
D) B BN AE L ASCVD SR XU PF Al
FENg 6 19 Hbs (REIRIRIT M5 MAE 25 9
G 7 A LB R R ONRE Ry O AR A ) 2k
15 A AZ0 TR 46 BB T AR 4R 40 40 1)
R T SCHER A 2R OR DT M SR W, FE T 3E S0 S
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LA JLA-4R2, o LAY LS AT (IR 5
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2. Bk RERE AR O LA B () e e N
HEBIRENRR YT ANIB bR R, i 2

20 4l 8O AR LIk , TR E AR, wdf LEAE
AR KT AR AR S 3 I AR S R e R B
Bl

1A B3 B ST 37K 2 A A I A2k
PR EHEEAG AR . 2018 44 A A Wos K>
18 % /i A ML ¥ TC F 2 4 4.8 mmol/L, LDL-C K
2.9 mmol/L, TG & 1.7 mmol/L™ , 5 2002, 2010,
2015 47 HEAT 0 4 1 8 A R A5 19 Blis A L, A5 30
1R B 43 19 S 341 7K S5 B T i — T
K F M E T A ER 200 B Z R RS BT
1980 4%, H [# i A TC F19E HDL-C 9 V-3 7K - 4bF
IR Rz, BB ALT V8 07 A
2018 4, H [ A TC FHE HDL-C f-F- 24 7K 57 )
INBIEGE AL T — 274 5 KRR [FIE, L
AR DA MR AR 2 T . Jat JLEM
AR 2 A AR F T PR A BOR™, 2014 4 6~
18 % JL# ¥ /D AFAY IfiL 3% TC . LDL-C FlHE HDL-C -
YK 439 g 4.3 2.4 F1 2.8 mmol/L, %5 10 4E {if B
LT 3 NG 3 (IR BN G A = 1 TR
2010—2030 4F-F [E].C» 1M 7 =444 i 24 920 J3 1]
18 T N TR I 375 IR 6T S 4 7S 1) 44 25 ) g S Tk [
ASCVD Tt pjj i EL 28 H bR

rh [ SCN HL  h RR O R A ok — ELERR TR
B K2 2018 4F 4 [ P A 45 R R, >
18 % WU I AR 58 BB R R 35.6% ™, 55 2015 4F
A [ R A 0 R S5 SRR R AR LU SR A BT
Horh i TC L E (TC26.2 mmol/L) H %k 2 14 38 i #
SRR 55 2015 A RS AH L, 2018 48 & TC i
SiE AT 0% Ar AL BB R ST 1A (N 4.9% 3 &
8.2%) . f& LDL-C Il 4 & % W £ 22 - T},
2018 4 =18 % i A\ LDL-C=4.1 mmol/L [¥) H 1] Ky
8.0%, 1 2010 4 F1 2015 4F =18 % i A LDL-C>
4.1 mmol/L i LL 143510 5.6% F17.2% ">, F& [
JLEE AN /D4R () 1 TC i AE BB R AL B B T
20124 [H 7448 BIA X EHEETT 6~17 % )L AN

FAET A B R, 5.4% (1) )L E M D AEA 1 TC
IMLJE (TC>5.2 mmol/L) , 32 10 4F Fi FF 5 24 1.5 4%, L
# P TG A HDL-C I e W 5 k% L

P& A B ASCVD 8 35 5 Il g 5 &% A% 6 B¢
R IGIT RN G R ASCVD — 24 i . i
BI7 (2.0 M . 2012—2015 4E HEA7 10 H 25 SR
o =35 % A X I g SRR R R AL
161%™ 5 % F ASCVD = fa NRERILERE , BV H AL
S = R R [ BE 25 0 3R 7 % LDL-C I3k AR %
TE— TR ASCVD (e NAE b, BE AR 25 90 (3R
J¥RAUN 5.5% ; 7EC 5 ASCVD ARER  BEIS 25411
1697 %N 14.5%, LDL-C i5 bR %A K 6.8%"7 . It
A, TE 4 [ 246 52 £ Bi 1 104 516 41 2t Bk 28 &
fi. Cacute coronary syndrome , ACS)M{E R &, R H
Gl 25 1 3 ik oK R A A P I 5 B 3 I B A B
i & AR P AR AT AT SR, 75.1%
B fe BE A BB LDL-C ik #r 3 (<
1.4 mmol/L) X} 6.6% ; 75 HAT Hi B b 77 15 B i) H
HH,95.19% Y B L e AU 32 Ath 1T 28 259 . 2
16T o BOHT— 309 944 {5143 4518 P 56 0o s | s I
i 2 v A BB L 900 119 ASC VD FR 35 11 Bl T F 9%
PERPY o E ASCVD BB T 26% N R R R,
LDL-C PR AN 13%. FULAT UL, 3 EAHEAY 1M
P B T AR R A N5

— RS EEA

e
ERER

1.5 e PR 8 IR 5 B4 LA B 73 3 A0 65 EL [
P H il = 1e

2. 148 i JEL T ol A TR R
F AR F 45 L BERORE AR AR 2 BE i 2 1 v ) o
g H IR IR & A L IR H R IR R
H(a).

L 2 L3 P B R B TG AN (i i )
S BEPR , 5 PR UIAH SC A I 3 2 AH [ P
TG, MR T K, LSRRk 5T, BB
1 (apoprotein, Apo) , 25 G IE AR 5 F1 A BV T
ML, B2 i = LA

A8 2 143 M FLBEORE (chylomicron , CM) (#2 AIG
2 5 8 H (very low-density lipoprotein, VLDL) 1
] %% B 8 & H (intermediate-density lipoprotein,
IDL) fi£ %5 Ji£ B %5 1 (low-density lipoprotein, LDL)
MEEEEEA (high—density lipoprotein , HDL) .
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WA A —FRIR 8 FIFRH Lp(a) o 2R 1RG4 28
FEPE  FEE R RIERTIRE LR 1.

(—)CM

CM H/NMizA B, 2 M0 R e KRR &R T
FRERAL, EEMAETC, IEW ASME 12h)5R
LA M58 H 6 CM o 8 e DR R S BLIR 25T 1l
WS A R CMUB I R i, Bl 5L
JBEIL”

(—)VLDL

VLDL i JFIEA B, H TG &5 5 24 5 509%0~65% ,
5 CM —E4:F N TRL, BT VLDL 23 [t CM /)y,
TG IEH W, 23518 12 h (ML 7 76 A2 B W, 2425 1 13
TG 7KF->3.4 mmol/L B, I {5 22 FLIROG I B A 1R

(=)LDL

LDL i VLDL #% 4k & , LDL Uk 24 5% 50%
P4 JIEL T 2 i 9 v R A 2 PR R BT,
PR e & IR E BRI AE 2 1 o BT LDLORL/)N, R
LDL-C Fy¥e BEAR &7 , I3 AN 23 TR

LDL " Apo 95% L) 2k ApoB100, LDL¥4fH
[ib] B 1z 1% B A R ZH 21, R Z2 80 LDL S 3 2ok 248 i
JF4MH 2119 LDL 32 4K (LDL receptor, LDLR ) 17 43+ fift
R . LDL 78 3h ks BERE 1k 1 & A= Fn % 8 il 3
RHAEH . teah, B T AR 3L AR 2 e Y
22 5+ 2 B LDL UKL AL AFAE — & 1Y e Bt . AR P
LR INFIE B2 R AN ], AT LDL 43 SR AN [a) (14 37 21

g1, AL G RN % L A (8] RS K /N T %% ) LDL (small
dense low-density lipoprotein, sdL.DL.) , J5 & 0] g 2
A R A S B A RE AL ) VR

(/'9)HDL

HDL =2 iy FFRER NG A B, ks fie /N
M R BRI BT S L4 —2F . HDL
Y Apo UL ApoAl S . HDL /2 —2 5 it is
B, A5 AREE A 5y o 13X 48 HDL 41 53 76 B
AR BB RS /N | LA RN BN koA AR R b R S
J7 AR

(H)Lp(a)

Lp(a) i LDLAERSUR: 1 Apo (a) ZH A%, B9 L) —
MmN LS. Lp(a) BARENZEBME, BT
Apo(a) IREE K EA—. Lp(a) 5 LDL AR, ANfig
VLDLFAL K , A REFE A o HABAR 2 1, 22
A7 4 B S S R R

H i, 48K 280097 387 Lp(a) & ASCVD FlES
A T2 Sk B AS A M 37 fa s PR 2 0

(75)TRL

TRLAL & CM 5 VLDL, TG & F 5. ApoB &
TRL e EZ ML EH . & ApoB100 i VLDL H
JFE G B, o7 8% G AL VLDL 8% K\ IDL 1 LDL,
T ApoB48 1] CM H /Mg & il , AR B, Al AR
Jg CM R AL,

TRL & HB K 5 ASCVD XU AHC . 76 1 FH At

R1 REAYE YA RHERIIRE

i - FEPR TS (%) HRE N
e 52 T » 3 St g Théke
” () m) g MBS g M g sl R e
cM <0.950  80~100 90~95  2~4 2~6 1 B48 A1,A2,A4,A5  /NHAIR B iy TG AR
NN R
F HAhgl 2
VLDL  0.950~1.006 30~80  50~65 8~14  12~16 4~7 BI00  A1,C2,C3,E,A5 JFUEEM Heig IR TE TG 28 4h
JR L4, 2 R B K
ik I B I 2
b
IDL 1.006~1.019 25-~30  25-40  20~35  16~24 7~11 B100  C2,C3.E VLDL "1 TG Z: g J& LDL i 44, #4328
EEK ARSI AR
LDL  1.019~1.063 20~25 4~6 34~35  22~26 6~15 BI100 VLDL il IDL o JiH [ ) 2 23k 1k,
TG Z M WK 2 LDL 3Z 1Kk 9 &3
fift I T A M B A1 ] 20 2L 5%
BRI
HDL  1.063~1.210  8~13 7 10~20 55 5 Al A2,C3,E,M FERIFAEAN A S I [ EE A S
ot 1 HIEAY S yi]
I P = T ol
RN )
Lp (a) 1.055~1.085 25~30 4~8 35~46  17-24  6~9  Apo(a) BI100 16 HF WE 2% T A1 THRE M AN o8 423 2
Apo(a)iliid —
ik 5 LDLE
TR AW

TE - CMOAFLEERORE, VLDL M AR B FE JR &5 1, IDL Oy PR AR S, LDL AR E NG E H , HDL N R AR A, Lp(a) AREH (a)

TG A H M =g, Apo(a) HEENEHEH (a)
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TTRZ5WIA T IO ABET  TRLAS R BE LDL-C LAY
BRSO I T8 A RS R DR 38 22— e I 40
REIR N HE QOBE PR 88 A2 e
= I A H

ERET

1. 1 AR LA 00 S e UL O 455 5 L T e
I =R AR IR R I R s o R R A
FELTE e s 2R 1 AL IR EE 1 BUIR B () 552
WOHOR B2 i PRS2 36 2V O LA DN 0T H

2. 3 v %% B AR P ME T SE A AR A
JEFENRIGTT BB BT

I PR L it A s 0 7y % #35T H 2 TC TG \LDL-C
Fl HDL-C., #] H TC ¥ % HDL-C, B} o] 3K 1% 9
HDL-C, JE5 A s H o [ N1 2 KA B B T
T ApoAl . ApoB . Lp(a) Kzl Bbb, #orA 5
4 () B AT HEAT sdLDL-C | JIG 2K 1 00k B3 2H 43 25
Fer i, LI R FH A (- H 25 52 380 56 0

(—)TC

TC 248 1ML 45 B 2 1 BT 5 L[ B 2 S
R TC KM EZHE T .

1 AFIE 50 1) < TC /K- Bl 2 1 24 vy, (H 5]
70 % e AN BT EL SR TR B T AL AR T
B, Lot 2 )5 TC /KPR R AR B M

2R E 5 R v I R IR T A
AT 1 B TC T 5 o

3L P SRR R PRI G B k7 (A I
RAGAR JETC B ET i F 2R

73 i 5 Ak 25 18 1M AR AR Y R] T TCAG I, 25
T 2251

(Z)TG

TG bz AL N R midh, J5 K H R WA I &
S I 5RO AR ) DL R A G 2T 1 (iR
B8 E) A K. TC KRN 5 A R )25 5+
KA R, TR — AR TG K52 A FIA [ i i) 2
PRI 28 052 ), 5[] — AN AR AE 22 0 5 B, TG (B A]
REA R 2R AP LS TG /K20 1Y
A& . T IMIEA T 55, &5 TG K-l
w29 0.3mmol/L) ;5 #7 3F 25 I I 7 TG=
4.52 mmol/L, W 75 >R 4 25 i A A< 47 1l g Az T A
PEAG TG He g,

(=)LDL-C

LDL A7 A AH [ B 5 2494 50% , LDL-C ¥

FEACHE S W L LDL Bk K S o 5200 TC 1Y K £ [H]
FE AL AT 52 W LDL-C 7K F o F] H Friedewald 2% 3
(LDL-C=TC-HDL-C-TG/2.2) 7] H{ #1175 LDL-C,
S FE PR fe o A LDL-C I E Jrik , B R Eir £
FE A0 (B X TG=4.52 mmol/L 8§ 3 26 5 5
JE A 1 AR A bR A, A T 42 000 2 A T il
LDL-C/KF-4 A1 23R E H i & LDL-C (1)
FEJIE

(P9)HDL-C

HDL-C W W 2 it = s, " EE
FERNRA PR MLTE TC B B AIK, HDL-C i AIK T .
JE Bk HDL-C 2 i fik o WA AT {ff HDL-C F F .
BE PRI L 5 R0 B £k 45 9 95 R 28 T A A IR
HDL-C. & TG IMJE S & AEEEA K HDL-C. iz
Al d HDL-C 33 75 .

HDL o JH [ 75 i L AR , i H a2l i ke
U JF e 5 L i1 2 A et ) 422 T i HDL 7K o
i HAE BT L35 HDL-C 7KF5 ASCVD & 9 KUK 52
AT,

(f1)4E HDL-C

4k HDL-C /238 M3 H B HDL LA HoAh i 25 A
JIT &5 JIA [ A S A, 42 46 VLDLIDL \LDL Al Lp(a)
W AR E B . 3E HDL-C AR % T &4 ApoB 5 & H
R b BE [ R B, TH A =T - JE HDL-C=
TC-HDL-C. [ Bx I &6 4 1 g 48 m & W8
HDL-C YE & ASCVD — 2 Fil b7 1 — 2% 151 By 1) 75 22
Hr>

(73)ApoAl

IEH AN B ApoAl K ¥ £ 7 1.20~1.60 g/L i
Bl Lo PEmg s F 55 1. ApoAl J& HDL Jik: (1
FTE AN (05 65%~75% ) , 1 HoAth JIg &
F H ApoAl #% /b, T DL Ifl 7 ApoAl Al L Jz Wk
HDL ki /K °F , 5 HDL-C & B & 1F 45 ¢, Hoilfs
PR SO AR AR AL D B N R
& TG I 5E M % HDL-C £E £ 1% , 15 ApoAl A
— %, [A iF 0 %€ ApoATl 5 HDL-C A7 B T 1If IR
B Wi,

(-£)ApoB

iE H B I ApoB 7E 0.80~1.10 g/L 7 Fl
W IEH 1§ N, &4 LDL.IDL. VLDL Al Lp
(a) ki 1 2 &% A 1 5 F ApoB. ApoB A
ApoB48 Fll ApoB100 P Flt W2 2 , {i % F B A6 T
CM ", J5 & EZAF7E T LDL o B 45 5K d B
A, Il IR E ORI E B ApoB R fE MY 2
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ApoB100,

I3 ApoB 3 7 W LDL Fik: /K -, 5 1fi 35
LDL-C 7K - 52 B & 1 AH 2, P & 09 I IR 3 A
17 FEREGIE LT, 4 TG MUAERT , B T TRL
KL sdLDL RIS 2 | GET ApoB % 2t w5 i I [#]
i S A /D, AT H B LDL-C /K S BAR AR
HLIMLE ApoB 7K -4 /& 1Y T 18 “ &1 ApoB IMLAE” .
It , ApoB 5 LDL-C [R] B3 22 A5 F Tl R ASCVD JA
Iz AT o

(/) Lp(a)

M Lp (a) W 2 516 H K, IE% A
FE Lp (a) ZKF 28 B RS A, B Hb I
Fhite 2% 5 o 38 H DL 300 me/L )5, B T K
S35 ASCVD JRURS: 38 in ' Lp (a) Fh & A2 56 O
g BRI M AR L A D i A 0 ek R 2l ik S
b K5 Ak P 3 Bl Bk 25 A5 i Al S fa e R R
BEAR, Lp (a) 3 &5 38 0] UL F 2 B RAE ) N B 9
ZEA R CBE R B R L A Uk R0 IR A ZE KT
RARI el

K Apo(a) B A i Z &1k, A [H Apo(a) 5
RS F AN, 3O R Lp Ca) K 0 5 74 45 51
g WIS 58 4 — B0, K 45 R B4 A nmol/L 5
mg/l. Y AP, fH 3 OR AT DL B B B ok
Bl v

(JU)sdLDL 55 g 8 P A0RE Sl 2H 53

sdLDL #% tA 2 J2 412 iF 20 ok ok #F 8 4k & A Lk
SR FE A EE AR N E sdLDL-C £ 7E
0.2~1.4 mmol/L 7 [l N , sdLDL-C W & & B T
ASCVD XU & 3F il K AH OC % 05 ™ & 2
F e

U Ah R BT B I B B R R R R
[N B o /i A 2 i 5 2 NI 1 = )
WA A3 AR R 5 MURL Ve R, T RE R
WAL ASCVD 19 iR T AR ¢ ) 4 KU B 19 il Bl
%3&[38‘42,47-4810

25 LI 2T L 9000 K0P ) Rk BN e R A o
K mmol/L (5% ¢/1) , B Br_L 3543 R FH mg/dl, HAH
TR

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

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

ApoA1l.ApoB:0.01 g/l.=1 mg/dl,

10 A 00 285 2R ) v B 1 52 22 i R 3R S e, g
W CIlfe PR it B 4G I ) 22 5K i 47 I PR A I T 7
QEGEE

P4 ASCVD S A XU PG

ERET

L. sh Bk RERE LM O L4 53 (ASCVD) Bk
JRUBS: PP-Aik 2 it g T Tk 5 19
2 AFERE R I 3 AR BA S F 9 57
(4 Hh R RN ASCVD el A4 22 9 JRURS: TEA 3 R D
HEAT RS DAY o
3. %F<55 % H ASCVD 10 4E XU A s % 1k
— T AR AR U TEA

4.ASCVD 10 4F RS 2y i HoAx 28 KUR: AS &
TR G A, 5 LB AE A KU 3 8 R 3R e T
K 1 W22 F 5% AL DR 3 3 JiF 52 LDL-C /&
ASCVD SO 4 & 5 B 2 8RN, AR R R
ASCVD XU (4 = AR A ERR T LDL-C /K- i, i
LT [R] B A2 A 1R 0 RS B At ASCVD fas s [
FIECH AR BME X T LDL-C /K FAH A Y
AN HAAE AR 25 FBASCVD B AR XU A7 7E
B 22 5, 2B RS S fE I R 28 A ] o 2
JITASCVD 1y B AR KB . A X FE &R A
ASCVD g8, HoO A8 R 4 I XU R AT 6
2500 o BV R R (R ) 15 A O b -4 o LA I
AR fE b P 25 AT RE LA 8 v A TR A U
RCT L 28 UF 52 AU 44 /= 19 ASCVD H 3 M £k [
LDL-CIRYT ka5 B W3, (e X F O & if
ASCVD 1 /B F N — 25317 KU PPAR , TS T
SEAE T TR it , B 2 NS, i R TS . TGie
JEXTF BT ASCVD & A 1 — g TRl , i 2 o0 %
ASCVD Til J& 1 B , 4= - ASCVD 44 X
B AN Bl 16 2 I AR 558 B BRBR VAT DR
WA Bl 11 PR B AR A X6 R LSS ATl e AR Y
ZERIRIT YRR , NI KRR B AR R 3 ASCVD A

JAUBSS , [JERF she e ted BE V7 i B VA S 5
A, B P9 A0 A B4 i T S B 1A A G 7 1Y)
U NS A0 45 ASCVD &35 AR JRURS: () D1k 7
GRS 73 JZ B bR ™ =7 B N I B 555 B
IRTEFE (2016 AFAETT RO )R IH : 44 ASCVD &
DRSS SR AN [+) 56 5 T304 it S I g 5 % B 9 1 A%
DM, ASCVD B A XU DA 2 I 53 35 ¥4 )7 ok
SR TR, AR FH 3 3R AR I BA S AT 9
ST ASCVD a4 & XU DA i R R 2R 4T XURS:
WAL F AR ES o ARUAETTAECH B BN LG 5 B
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GRS (2016 AFME 1T ML) )X ASCVD KURS: Al 4 45
AW LA T, 45 G ORI e A E AR R S
P, %t 2016 K dE FE 0 KU PEAG AR A T T BT
(1)1’1?757&,%75 ASCVD 41 R Z i B Fl— L i By
PIEAE I 5 (2)1E B A ASCVD [ R T AR
HE— 253 43 O (B ) &5 & 1) fa B 43 J2 2>
(3)7E M JC ASCVD [ —Z 1 i AN FE b 3G g vk
#9755 (chronic kidney disease, CKD)3~4 WIVE N 4
G Ry e ) 3 Rl i 2 —7

ASCVD VAR A AR an & 17 .

e, RO AR BE ASCVD R 4r o 4%
%ﬁ@?ﬂ#ﬁ?ﬁ%ﬁ% WOl . B2 W
ASCVD 1y N v, 8% & A= i =2 ¥k ™ 8 ASCVD
ek & Ak 1k ™ E ASCVD H 4 H A JF >

PR = A TS I Sl < I = (AN 1 =
ASCVD 5 % # & f& N #F o 7 &
ASCVD By NFEh , fF G F 34 f 1z —
E = T S = RN S N N
ASCVD 10 4F & % K B oF 44 : (1) LDL-C>
4.9 mmol/L Bf TC>7.2 mmol/L ; (2) 4F 3 =40 % 1Y
WE R G B # 5 (3)CKD 3~4 1 . A HA U I
3Rl M BB AN R (fL 35 <40 % OB R R R
T L TE IR LR R IR IT R, N AT R
K 10 4F [H] ASCVD &K & 5 KU B 19 1 Al « 4%
W LDL-C . A JC i I & & H Al ASCVD f& B [
RSB 21 Bl G, 10 4R kT ) RUR: <
5% , 5%~9% F1=10% 43 5 & AR SE | fE Fl s
fé o XF T ASCVD 10 4 A im KUR: S o e i) AR

| ASCVD

l%

| =511

A

lﬁ

| — B

A

EEEARE: KA >2K M EASCVD S} 5 & A2l 1R HEASCVD
FfE, HAIHE=2AEEk RR

JEE ASCVD Hift:

@ IEHIACSH s (<14F)

@ BEAEOAVEZER L (B EIRACSELSR)

@ BILPE A

@ AR P i, R e s s e
FfER P

@ LDL-C< 1.8 mmol/L, Fiyk % = EfgASCVDHi
@ BRI (J <558, &<654)

(3) ZR I o L 5 IAE ml H 2R LDL-C > 4.9 mmol /L.
@ BEAEATCABGEPCIIAYT

©® WP

® 3l

(@ CKD 3~4 Jf]

WA

Wi fE N RRF s ARk AL ABASCVD S

FE PIUEREAME, WEESINEGE, TR T105EASCYD L fa i il

@ LDL-C >4.9 mmol/Lg{TC>7.2 mmol/L

@ FEIEE (GEiE =>40%)
(CKD 3~44]

l FREEH, TI0EASCYD i file

I3 IR [ 7K -4 2 (mmol /1)
5 22
ﬁhf‘() 3I=TC<4l | 41=TC<32 | 52=TC<72
! 5§ 1.8< LDL-C<2.6[a;2.6< LDL-C<3.4|5}3.4< LDIL-C<4.9
0~1
Tl L

10fEASCVD i f b g fis HARIE <5583, AR A fals:

HA MR R, BER NS, &L ASCVD R fig AT

@ Wi FE =160 mmHg B £75K B > 100 mmHg
@ JEHDL-C > 5.2 mmol/L(200 mg/dl)

® HDL-C<1.0 mmol/L(40 md/dl)

@ BMI>28 kg/m?

©® W

ASCVD : SIS RERE AL U 70 s ACS : AP S IKZE A E ; LDL-C . AR %5 FBE NG 75 1 IH [ 5 ; CABG « S/ IR B Ik 55 BRAS I A s PCL: 45 i

RBKA AIRIT 3 TC - S IH [E 85 ; CKD - 8

B SR s HDL-C 525 %% B I 2K 11 JELF&T s BMI: A TE 4580, | mmHg=0.133 kPa. fGE& K Y

KRR TR T fE R PR ALAE A AK HDL-C AR #8=45/55 2% (B PP ) 5 <40 2 (8 BRI 84 e 43 2 5 TURR R CREIEIR

VR

B 1 PIE R ASCVD SR KU AR v R

. 227 -
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WA S <55 %, W FF #E 4T ASCVD 4% A KUK 1)
WA, B TFEZE 2SI EGEK K EH
ASCVD 43 A= KBS A 5 & - (1) W48 =160 mmHg
(1 mmHg=0.133 kPa) 5 £ 5K & >100 mmHg; (2) JE
HDL-C>5.2 mmol/L; (3) HDL-C<1.0 mmol/L; (4) {4
FHGE>28 kg/m’; (5) WA

e 2 U B, 7E I R S BR T, B A R
O S BRN O RT BE B B A, RN = X TR
W VT Al 45 R O b fe i N BE 2 B R sl A 7T 2R
R 9T A I ME DL g o X R O0 T i F
JE S5 A ASCVD MU s [ R (F2) 7 &
HAIEA 2 KB B R ER T e
fE b B, BLAh, B BT T =% A TR E
N HEBA 3 B 98 B 0% B0 A0 Bl A8 R X
Bor PP Al TR Rk RUBS: AT FE Ay 1P, 1
ZEBEAFEEMNTRTHE - LHE R
Bl T 1A it .

H MGG KT S bR

FEH I MARFE R, 5 ASCVD & KU 2 [

K2 ShBKSEEERE O LG KU H i R 2
i H M
L e TR BIIKES =100 AU )

AP R ) K N I 0.9 mm HUA7 A
S KA FERE S

R/ 10145 % <0.9"%-0)

20 5 M R < o0 L ] Sy +Rvg (Rv,) Hi JE >3.8
mV , B O 3 B R A2 0 = R R 0> 109/
105 g/m® (95 M/t ¥ ), o= 8] b )R B >

11 mm!®>65)
E HDL-C>4.9 mmol/L*
ApoB=>1.3 g/L/o0"]

Lp(a)=500 mg/L "¢

TG=2.3 mmol/L 7"

R C I 2R 11220 mg/1L

I P T SO P 7 e S Lo L0 I o
LRI <55/65 % (B LAk ] 0%

MRS

Fofb 3R

TE A HDL-C Ak o % BE AR 8 FEIE B, ApoB A 2RI 11 B,

o —
&E&,‘ﬁ?ieﬂ?

1. {15 %% B2 B8 & 1 IR [ B (LDL-C) 1) 2% /K
AT FH T 2 1k o e 458 £ 1 00 1L 55 82 955 (ASCVD)
SR IXURS: AR AE 8 AT

2. T PRSI 2 v T W7 2 LDL-C 458 il 7K SF- i)
W Z: B8 ASCVD JA %296 XU

IR AR I IR 1 236 97 40 A9 I BG H6 br 2
LDL-Co X§ T ASCVD XU AFLAGE, LDL-C iy ZK
0T R R bR AN R O Bl AR 24 iR T Y
LDL-C/KP-FILDL-CHYIRST HAR A AR =
THE>18 % WA KR ITH ASCVD IRAE A,
I, 3 A T3l T ASCVDARAE AHERY = 22l HE
PRISFBRIE A B T B 55 A G A AR LR A4
AN, AR HDL-C A1 Lp(a) eI AR SE B 8
AWEEIN, A BRSNS T3 .
N LGSR 732

ERRT

SR PR A% W RIBA i IH 26

A PR32 2, B S FH AR SR i PR 6

LB 7 08 4 L3 I B/ TG K-
i, AR IR LAE o SR L s S iz 5 A4 I
HDL-C MAEAEN ARG S o 0B Beas, W
1897 0 TR 73 26 Rl R 73 26 2 b, 5 5 T A 2 i PR
ﬁ;&tm‘ 74-75] R

(— ) MRS 57 5 9 R 43 26

LR CGEAR ) IR S8 < I P L 5
S48 JC A AT 5 R IR S (0 4k A N ER, e
2555 FTEU LIRS o AR LG S R 2 2
H T B — S R s A R A T 2, B KR 4R
P, A W AR 8 A b ), A ) B — S P R AR il
M PR SR A A% P B SR I i i LA

Lp(a) WIS F (a) TG Ay Hrith = Z O M om B A BE M SF (familial
F3  TEASCVD —Z R NATE B Mg bn i S5 i

B TC LDL-C HDL-C TG JEHDL-C Lp(a)

FRAE /K - <2.6 - - <34 -

Al K <52 <34 - <1.7 <4.1 <300
NI >5.2 H.<6.2 >3.4 H.<4.1 - >1.7H<23 >4.1 H<4.9 -

Tt 26.2 >4.1 - 223 >4.9 >300
AR - - <1.0 - - -

TE - ASCVD Jy Sl Kok AR A 0o ML B2 , TC A AR , LDL-C by (1% 2 i 2 IR [T, HDL-C Ay v 25 B IR 2 11 JIEL RS2, TG Sy H il =
fiit, Lp(a) AMEHEH (a) o S HRMECEN N ASCYD — B IRAE A G . P I8 BUEDE T 2 2 12 h I A AR K- -2 J6. Lp(a) Hufs

A mg/L, 433 4 mmol/L
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hypercholesterolemia, FH) J& T P 3L A | H Y (GRS
Pk AR AR S, 2 0 Wk A |, Bkt AL
W HHETA A FH E0% 5 a4 34 Mgt L
5l : LDLR , ApoB . PCSK9; 1 /™t 38t /& 2L A : LDLR
5 ¥ H H 1 (LDL receptor adaptor protein 1,
LDLRAP1). >90% i FH %y LDLR 2ot 548
FFEC, HR A ApoB B PR 248 | J5 H 7E h [E FH i
HH B R B LR R AR G KR fok
M L A S A R 1 O AR TR AR
U7 Tt % B R 2K A AR 1A A T 4 R -5
ApoFE ZEHE AN AT REAR S FH B A5,

FHIER U] 73 245 FAY FH(heterozygous FH,
HeFH) 4li5 77 FH(homozygous FH,HoFH) 2 74
AT E S AT FH 4R, L) HeFH WL,
£ HeFH £ 5 % 1/250~1/200, HoFH Jy 1/(16 J7 ~
3277). T FHEE A T3S LDL-CAKF-
TR L ASCVD XU HA b g 77

GG 85 TG AT 2 — 56 R 548 s, 38 6 2
Z5 TGRS (lipoprotein lipase, LPL) 5§,
ApoC2 5l ApoAS HE K 2848 S 8™ , KM R L = TG
IMAE (TG>10 mmol/L) , H&RGHRL R 1/100 75 . Frf
JE 8 TG IMAE H HAT 2B SRR (R 4)

2. 4% Kk (BRAS ) I JE 5 % - 4k & 2 1 A 5+
B H RS B S B0 T IR AR B A ek AR
FITEFE Y R e s AR PIR A B AE AR K
LA S R e 2 5 R 4 Il R S . 4k & M i A
SH 5 R P I TG S AT RE AR AR R S SR

R I 5 1 R o T RO ] e ) K ] 5
L R [ B AKCSF- T R TORS Ao R 30 TG I E o
2] 5| gk & M AR 5, QB B TR MERL
F AR AR ORI R A K

AW 7 A PR 55

5 AL S A 2 A R R R
JRERA AL IR IR S REDSGRAE | P Zh RE s TR
W R GELLBEAR A B D SR BRVAE | R I S 22
ARAE S PENNIRR | 22 I LR IESE

() ML S e PR 732

NS # 8 H  , UAR SH l R4 157 2 1) i PR
(RS,

L AR A

-
ERETR

1 ARSI e B 5 PPl 3 B ot A
R Ak P o0 1 A5 555 (ASCVD) XU, ARG i T o
W% 14 LA

2. 1ff i S A 2 i v I S B R A
R A 2807 30

3. 1 G 0 #9905 R A A L ASCVID XL
67 e M 0 5 T E

I B S5 (ARG H o A R I T i S5 gkt
SRS o LA H i B S O W it B 2K P AR 4k
SEVEAL ASCVD XU I A3 %0 5L it ASCVD B ¥ 4 it
P EZIELA . AR TR 4 KR4 BT ML Y B
I8 RSN () 25 A2, AEL AR LT S 5 B A H e
TR AR IR AR o % 5 ML 5 AR 1 238 R R e
B 32 LT MEIE « (1) $2 8 AR il A o 5346 T o
PERIA 5 (2) 3808 BB 7 IR 55 b R i 4 B it
B4 I RS ML 25 5 (3) 585 il it R A A R 554 1 Bl A
AR R B A A T H 5 (4) 5 L5 A /0 4F i fig &
TUFNA /N B e o 2 AR i FL E

LR 7 2 R A8 3 RIS 8 AR LU R

1.<40 % WA NBE 2~5 AFHEAT 1R IMARAS I (£2

Fa ERMEGRIENE) IR E PR SR

R A Al £ 55 % F R X R 11 1) 5 0
HeFH 1/250~1/200 LDLR ,ApoB .PCSK9 LDL-C t
HoFH 1/320 000~1/160 000 LDLR.ApoB.PCSK9 .LDLRAPI LDL-C 1 1
TR TG G I 1/200~1/100 R SR TR 1 B A L A LDL-C t ,VLDL-C 1 ,ApoB 1

FIGAE S B-NR R (1 LE 1/5 000
KGN TR IR BB = i (GG FLBE ORI 25 A 4F) - 2/1 000 000

ApoE IDLFI VLDL%%A: (BVLDL) 1 1

LPL.ApoC2.ApoA5.GPIHBP1 . FLEEHCKI M VLDL-C 1 1
LMF1

FHE IR (T o I 8 1 IAUAE ) 1/1 000 000 ABCA1 HDL-C | |
FIWEME LCAT §k 2 1/1 000 000 LCAT HDL-C }

TE - HeFH Sy 2% 5 1~ 20 G2 5 o L[] B2 0L , HolF H Sy 2005~ 10 G2 Y o ML e AALA , LCATT Sy BT BRI AEL o e Pt R /e RS 8, LDLR Oy {1 % 2
JIg 45 M1 3244, Apo S 2RJIG 4E 11, PCSKO A 1l 2 11 % FL A Al #0975 7 2% 9, LDLRAPL o fIR %5 B2 i 2 11 2 AR M 2 82 11 1, LPL S IR 2 11 R fF
GPIHBP1 - B VLR B A 0 4 SRR A 1145 5 3R 11 1, LMF1 g BRI A T 1, ABCA L = BERR MR 1455 &% 12 1 A1, LDL-C A Ik 3 %
NS5 FH AR, VIDL-C O I % B2 AR 25 H AR A, IDL b bl 2R A, VIDL IR % G E 1, BVLDL Oy B IR Z R 8 H , HDL-C
o 2 TEE I £ 1 DL
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RS MRS AR R 2

4y ¢ 16 HpLc M ;‘%}ZX@HO
e L 251 i W - - Ma
155 H I =T 5 - M - V.1
RS g I E IS e - Ib.II.IV.V
e R E A EmEE - - FEAIG -

VE:TC O SH R, TG FHi =8 , HDL-C 2y o %5 B R 25 11 il

i, WHO Syt T 40—
#5 TC.LDL-C .HDL-C HI TG) , 240 % i4F N FH4E 2
BREEAT 1R

2. ASCVD 7 fis AHE (2 I ASCVD KUK PPk 3
53 AR HE AR BI 1 B 75 K AT ISR A -

3. 7E B A B2 1 B A I o, Ry 28 A 6
1R LpCa) BAGI >

4. AERANISAA N BRI AR AR

5. FH SGIEE ) — 2R — 208 S8 340 647 1l Ag
i 25, 380 FH 840G HE R

I B A £ Y B s X458 - (1) A ASCVD g &8
H o () AFAEZL T ASCVD &8 H 2 (40 @ il i b
PR EJE (IR ) B B (3) A HL & ASCVD K
B H (Fe B — P H R R RAE 55 % i s &tk
— R H FRJETE 65 B I ASCVD) , 5L Kk
15 R IRE S8 3 o (4) B bk sl JUL Rt 5 20 90 % R ik 184
JE& .

J\ LG S HIR

1AK% B A5 2 I [ B (LD L-C) J2 Bl i 2 ik
o FE B b 00 I A5 05 (ASCVD) 1Y 1 22 1 Fil
S Al I AR A BE [ (HDL-C) R ik 2 1 9
LY

2. K3 4 A 1R B9 ASCVD XU RS B 5E AH I Y
LDL-C }E HDL-C HAR1E .

3. A BRI A0 T 2OZF#R LDL-C 4l HDL-C
A

4.F% LDL-CYRYT LA & A T T 25 25 9
RIRYT o

5. MTT 225697 IR LDL-C Rk bRit % &
R DL [ st R oS o) 0 /s i 1 O A il A
VT R 97

6. fth T2 253697 I B il =R T i = e
ASCVD F 5 v B A i 4l B — B 045 R ok v 4
JE 0-3 B 7R 5 DUREZS 245 DABE IR ASCVD U

(—) LA+ TR A R A P

PR -, 5 LR AR REA AT o7 st Ao
Il PR P AT ST , $12 1 I A B AY v 2T
B BT U i S B (FR 6) %0 5

R6 MUAR T A L Y

fteakit werexn R
LDé-gqﬁ: ?? ASCVD JRURS: T 7 A9 1 224 | A
Ak HDL-C 1 4 B I AR 2% 5 A L 5 | B
TG . w& L 1)[ -CHEH Ascvnmiﬁﬁff
H’J;@E IJ_:f 85-86
ApoB 1E R 5 FRI mﬁﬁ?éﬁ TG M Ta C
1% LDL-C #% ASCVD XU T P IR 2
i
mTGVE}JIm c;ﬁ@\kAscvn = 1 la B
SR ERUEir
1 Lp(a)fE2h ASCVD = f& 8 3 (1) & B 46 la C
*/](‘69' 89]
A HDL-C AR T TR o5 il| A

14 : LDL-C %% J32 i 2 1 RIS B, ASCVD Shy 3l ko 4 s Ak 1
oI , HDL-C 2y i 2 B2 RS 2 A T 12, TG fy H i =1, ApoB
AR E A B,Lp(a)ﬂﬂﬂgﬁﬁ(a)

1. LDL-C: LDL-C J& 75 % B 5 #0550 1F AR
ASCVD KU (9 & R I B $5 4% 2 #§ TC. LDL-C,
HDL-C I TG, 7E4: K ZE M RR T Mot ¥k
FH LDL-CAE N WL BE AR AR 5 ASCVD JRUBS: T R ¢
RIS bR . 2T B8 LDL-C 44K 1 mmol/L,
ASCVD AR 20%~23%" % L, 48 Kk £
B 5K ol X ) I A4S FRLEE FE Y HERE LDL-CAE R
FENRIBYT I 2 H AR o

2.4E HDL-C: 9F HDL-C J2 R Z R H o5 . FT A
% ApoB [ B B 1 URLAR HLAT V5 78 28l Ik ok A A Ak
YEHI o 7E TRL HeBBE A L S , 47 TG IAE Ak
PR AU ZR A AE B B AIK LDL-C %%, LDL-C {E
J B H AR — 2 0 R R A% T 4E HDL-C R 3%
SRS ok ok A 5 A i B 1 O TP A IR R L A
WFFRUESE , AN e B Z T W iayT | 3k
HDL-C % LDL-C fig 55 4 b FU I ASCVD JXUE: #%
BARATT 25 WA 58 T O AR A H A5 & LDL-C,
T 2259 Pl 2 BE R AR TG N FH %5 HDL-C, ZE 7T
YIRS B 25 FE 4 B T R B, ASCVD [ A1 e
54k HDL-C FE AR B2 (9 A8 OC M 38 5 LDL-C BRI
FEPEE L, A, 3E HDL-C A fri e, H 245 i fa
% TG I s Mk R Ja s /N, dEHDL-CiE &
VBN TG ol BE T MR AR 2 A 1E B B
FIRAR LDL-C S8R ik A B FERR H b5 o

3. AT S A BEAE A - (1) ApoB : NSRRI K
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N, A BB ok R R A i B L BOREE 1L ASr
ApoB. I, BE T, ApoB Kl E 5T v ff Sz ik
N ks FERE AL NG B BRI B . A ST 4
7, ApoB % LDL-C 8¢ JF HDL-C 1] 5 4 Fiilll ASCVD
ARG, {H H AT ApoB 5 i A=), 46 I A A
AR A i, HAE SCIE IR T B 52 i kP ke = | 32 %2
VR BE R AR 25 A1 8 TG A LDL-C (8 3%
ASCVD XU [ U 22 55 o

(2)TG:J& ASCVD Wy fEF I & | & K5 43 J2 i
YR ASCVD XU 3 3% 1) fa Bz I 2 . LDL-C ik b
J&  TGAT s i f8 35, A itE— 2B AR ASCVD XU, 1
[ R TG YRYT o BLAh, ™5 TG B BEAIK TG
ALY R R A A RS

(3)Lp(a) : K AT Rt A& A 5T R
Lp(a) 5 ASCVD F 3 30 KRS Ak 3% DI AR G, B
i Lp (a) 32 B AE S ASCVD JXURK: 184 3 P 25 o {1
Lp (a) (800 L5 465 Ja KA PRI 7% IEAE AT+ .

(4)HDL-C : {ik HDL-C /& ASCVD [t 37 f& [
(08 i 25 W3R 97 TF S HDL-C JF & fig B A%
ASCVD KU, A itk H ik i HDL-C AN 2 i fig -+ it
A

(=) I AE e A5 H AR E

B F RIALNG RO IR 255, 0 T A 5% AT
ASCVD XU, $2 7 A ) JRURS: 55 24444 LDL-C A1l
AE HDL-C (1) HARE (& 7)1 %07

R7T NS HARE

TR 2 2% LDL-C ##% F AR{E (mmol/L) iﬁi}j }%Zg
ik fe <3.4 1] a B
B e <2.6L50- 91-93) I A

e fes <1.8 HFE LR AR IR 3 >509 10 37! I A
e <1.4 HE LR AR IR >509 10 7! I A
E : LDL-C NI B AR AR IR R . 45 I DR 1 s ik ok e
T AP O I 3 55 8 s 2R 3 IR AR 5 DL AR IR TR o Do 2
4. AEHDL-C HA57KF-=LDL-C+0.8 mmol/L

W ASCVD By i v I i B An (8 i Ak , 222
RVEF ML RCT FZE TS 450, LS %
TR BT i8R AL AT 58 RO PEAAF 52 A £ d
IR XI5 A R G E LDL-C i 2Lk H AR,
{HL 3K BB AIF 5 119 25 26 4347 45 5 — 2 78 LDL-C P i
MR 2 R K, ASCVD KU T P2 .

Z It T S 25— DB e R 9% S, N
W a2 B, 5 LR L, P AR B A TT
K259 LDL-C F% % 2.6 mmol/L LA T 7] i 3 P A%

ASCVD RUESG B 4 RIFE T2 # i fe JR A 1 —
G T I R 5% 45 SR 22 B, LDL-C F% %8 1.8 mmol/L
PLR, BEE— 2 i & B AR ASCVD KUK ™ . 2 i
RIS (R 25 2643 BT s, 6 KGR et VT 2R 25936
J7 J5 LDL-C 35 %) 1.8 mmol/L LA F () % ,LDL-C I
W >50% ik — > FEAR ASCVD KUK , 4278 LDL-C T
K%>50% Al VE RS AL RERR 1 H AR, hiT225)
XA AT 22 41 5k PCSKO PR 7 B B A& (PCSK9 47 )
B AFFT BN, LDL-C % Z 1.4 mmol/L DL F ] g — 2
FAAR ASCVD XU , L3 28 XU RS B 55 , 406 X7 ASCVD
JRU: R B 20 RCT B 5 20 Mt , BVl
LDL-C X F 1 mmol/L, ASCVD 4 F#{X 4/} 5 LDL-C
IR 2P A

1 2 LDL-CIR YT HARET, N 2% JE AR 1 A 2%
t5o —JEIRYTJE LDL-C 4t BRAE , —J2IR Y7 Xt
RN FEL NS . A 28 R R] R B4 ASCVD KRS
il 72 AN [/ (% LDL-C H A5 , B 526 XU #5 , LDL-C
H A (LU 7 AT

(=) BERR IS bR I SR W

K RRR YT 1Y SR AL 35 2B 35 O =X T BUR 25 903R
Jr(Fg)lo el

KR8 FRHRIIARRIEHER?

—— T
Herey L
A7 ST BUR R IR VAT 19 I B

*%{g@gg}gﬁ‘JT%%’GW”E%J%HE@%E@@!@%S I A

i 92, 951077

ARG MLV T 2525 WA LDL-C RAgiktr B 1 A
A REL [ A Wi s 7R3 e 18

rf A i B A YT 25 24 W B O mE O o T A
# 5 LDL-C AN fE ik bR E O, WK A
PCSK9 ?fllﬂ?'l ?ﬂ] 10, 97]

HELL LDL-C /K5 * HL B 7T 2525 9)
I A At 0 X L SR 14 o A T
JaSBTT 25T PCSKO Sk FA Y7 10

AT R0 R A Do C
RS ] PCSKO AL 11

1 LDL-C A IR 5% B i 26 11 BH [ 2, PCSKO S ail 2 11 5% Fh g Ay
EEE 9, MRl 2525 LDL-C>2.6 mmol/L, K JIR FH AL 7T
22543 LDL-C>4.9 mmol/L

RENRIGY T o B ST R A 15 T 5, e A B
R R R B AR Bl 4o A R RO A FR )
W45, Horh G BRE X0 RS2 AR (2 9) . G T
ASCVD TR i AR B S, BN — EAA PR Z R
il (R AN AR T b S R D B, B IR R B8
ERER GRS (R 10)

JEAE [ B H T A (BRI B A A e
DASH (dietary approaches to stop hypertension ) i £

Ma A
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RO AT O LG B R

ERCEwaN )]s Al AR TEAR 4524
F#AIK TC A1 LDL-C
PR I A
G B A3 Il a B
FEAK TG
oy eli] I A
BB A7 2l I
P AR I
F+ 5 HDL-C
BB A7 2l I A
PR I A
AR Ma B

HTC Ry B IHRE B, LDL-C R I8 B i 25 A L RE B, TG A H
TR, HDL-C Ay =5 %8 £ i 2K, 1 I 31 2

R0 RN IR

_— W
HEFF L B
BRI A B B H 2025 RANMGAL lla A
R 400 R A b5
i)
RS HEA R CR A ) I
YR LT GLL AT o B
DB 0603 2% 1 I 26400

AL 115-119]

(SE ) A e G £ (W) B e R i & )
A HpRA M . ol v [ 2 B 1 v O £
FERE R, GG LR, ZBEYLE A7
HEER iR , 45 5 s vl 0.0 R £ I 1 f 5 R 1
MR 53X A b R I AR 4 G A =Xy
HESRAE T 2% BRI ST R AR B v % I ] e
i INTES A NIRE N S SR EP S 3 gt}
I 55O VA FE Z I B SR B, T2 Z2 AR 2R
B R RBIUAG — B M GEe o (EL A I3 E [F e
J& ASCVD Y ZI0 T4 & B P 28 A BE T8, AT A Ji PR
51 7S B AL 775 L[] B5E K P T i 45 0] 38 i ASCVD AL
B PRLHG , A7 v [0 R4 B R B AT xR il I
X ASCVD H iy £ A FE AT g JIEL [0 1 1t i 268 L5 531
AR U e DL T S ) 58, IR 2 JOEL ] e £ A
HHW 7E 300 mg LA R

AR T WU REIA BIRERE B AR, W% &
PAREARG 254 o MlLTT 25 245 ) J2 8 NE [T W53 97 10 ks
fith, {H HL 5 8 39 A%, LDL-C B ARS8 R4 6% , 1ii
HATEAE R RIVERT, Qi TP S Re 3 WU B & m
PR % o e P TR Dk 25 A ik 5 AL I R BIF 5T
(China intensive lipid lowering with statins in acute

coronary syndrome , CHILLAS ) #& 7~ fh 712 25 ¥ 14 il

1~2 A5 50 o I AR E— 25 b0 A5 Fe 4 25
T T ) st A 7T 2 25 W i 2 PR R DE N
22 AN AU R ik B R VT 22, e
AL I T FH R P AR B AT T2

XA TT 2 2 AT 22 2 n] il R SR R s 24
IR AR A AR iR R BTG YT |, NG B A B 2 4
@ TEF' ESING & R0 S AR TN 7 RE 7S

e b T 2 2 ki IR BN BB LDL-C ik

ﬁﬂj‘ﬁﬂaé%ﬁﬁﬁ%{tﬁ#qlﬁkﬂ 2454, A ] g
WA A 50O B PCSKO #4751 e I 9 B
SR 7R, 75 ASCVD 35 v, S50 i s BE Al VT 2k
2 H A, v AR T AT T R 2 RS K A A
{5 1) LDL-C ik AR 28 R 4 i T 32 M, H ASCVD =
ARG S SR Th AR BT 22 ik &
M TT 225 ] AR R T 225, 97 AR
ML, X R G R, I LDL-C K &
R YT 28259 i3, LDL-C>4.9 mmol/L; 5 /it
FAAIT 2254 i 3% , LDL-C>2.6 mmol/L) , Fil 37T
S 2 W 1K IR I S R AC 4T i) 79 A BB £ LDL-C ik b
i, AT 2% R R F A T 28 25 W B PCSKO 41|
I, LURIIE B & LDL-C P s ik by . A 0P8 2
7, B AT PCSKO Bt AT B LR T I 3 R AR
ASCVD KU , HA B[ (=7 47 ) BT R AP 1%
el

(1Y ) HoAth i B 48 A5 19 T 730

K AT A 9 7R TG T 55 ASCVD K

B IR 56 BeAb, f B R ML IL A 9T R 3 HF TG

Eﬁ O 2 PR DG o 3 I — 00 o f R B AL AR BE
SR, BAEHE TG K9 LPL 52 5 LDLACISTHY
LDLR #B 4 88 3 P A8 5| 5 SR RE I B2 ApoB 22 1k
Bf, FEXE ASCVD RURS: j= A= Rl FE s > axX — 4521
7R TRL K& H ok K 5 ASCVD 19 [H 2R 56 Bk & iy
ApoB lg 8 [ Uk 2 /b e 1

TG mEARAENE XK EHVMHL, 2
Bl RS AR T R ek g R AHRBT, A INT A A%
FEAR TG, AR & TG T s iR H E 2 M %, TG
T v B4 B B TR BR RS A o AR B RS
FR B3 B 1 A 7 R B A 1, B ) A D A o e
IKACE PN BT 4 & & 3 & ARk g an 4
B ERA

A TG 19259 £ Z AL FE MR S 254 | DL Rk
254 B i 6 -3 Z R IR (-3 IR R )
X =Yy nl T = TG IUAE B D
B 9 Kt (3 1)t e | = 2 ) Xt



FRAR AR AR 2023 4E3 HAS 51455 3 ] Chin J Cardiol, March 2023, Vol. 51, No. 3 - 233 -

R11 EHTCHIEH

ST EfFIE
ey B Lk
TG>5.6 mmol/L H] , WJ R JT] VL 4R 254w el jir 1 C
‘g’g%ﬁ]ﬁ TR N 2 25 IR D TR R 5 IR
W,

ASCVD B M e NBFHEZ R A i T225%  Tla B
VAITJE W TG>2.3 mmol/L, W% [& 45 7 K4 IPE
(2 g, B H 2001 LA ASCVD KU

ASCVD SR Komi fe NRFHEZ P AEI kb T 2825 b C
VAT 1 TG>2.3 mmol/L, 1 45 1 i 26 o-3 i
Hjj 7 llIzﬂ,E—(}jET%l)_\lq%\ﬁ?[‘mffﬁi&#ﬂ}p%{&
ASCVD JK&; 7 127

T2 TG S Hr it =T , ASCVD Sy 8 ik o8 26 il kA 00 108 7

IPE g AR TLAR R £ T
ASCVD TR il RS0 45 2R A — B MR 24
Wy I PRATE 52 45 SR 35 9 BRI, © A HEREATE S BBy
ASCVD BB TG 254y . DUR 2R 254+ WUk 5E (19—
P RS H BT BSR4 2 4
ZERBEIN N T34 TG>2.3 mmol/L i A HE, DRSS
2581697 20 ASCVD WU T B e 27 35 5 X
(P=0.057)"" " etk i SR AL W i R B A
Z K a (peroxidase proliferator activated receptor o,
PPARa) ¥ 5 7 pemafibrate &t 75 H 38 &% K % TG 1
H, HAH G B9 it PR 28 151 5% (pemafibrate to reduce
cardiovascular outcomes by reducing triglycerides in
patients with diabetes, PROMINENT) 24 A 17T 252}
PIIRYT IS LDL-C ik hr H LR TG %2 B2 T 2 (200~
499 mg/d1) F HDL-C<40 me/dl 185 FR % 583, B AL
$2 32 B B pemafibrate 1677, 45 oK s 41
PR 22 53, 3 Oy DURR 28 25 W) [ AIK TG 2 75 BRI
ASCVD MU PRk

3 5 W RR A bR AR
(eicosapentaenoic acid , EPA) Fl/al — - k7S M iR
(docosahexaenoic acid, DHA) [ fa i il 7 . — 1%
TR 15 (icosapent Ethyl, IPE) i Z B L EY EPA
A6 -3 IR TR TG 1l RS i B 72 45 R A
TE 8K 2 5 o IPE FEAK O i % = 08 1 70k 50
(reduction of cardiovascular events with icosapent
ethyl-intervention trial, REDUCE-IT) Fl H A< — - fiik
045 FR Mg 5T T 5% (Japan eicosapentaenoic acid
lipid intervention study, JELIS) B /R fEALT T 225 5
i 13645 i 4 TPE 5L EPA AJ 88 35 FEAIK ASCVD X
Bz T AT 2 2 W R A i A -3 i T R
(EPA+DHA) B98I fE 2 A0 Hr vh o H A
ASCVD ™,

(FL)IRY7 i FE A i

R AR IR YT T M H Y - (1) W2 7538 3 B

R BARE ; (2) T 259 B TEAR RN o X R AL
R AL YRYT A PR 3~6 N A N E A
I 7K, o it g 42 il 35 380 A 1 H AR A, W) 4k 22
HYRRIT AR 6N A B 1R A 1k, KA
B RAEE A LIk IR BRIR 253, N 1E
H 25 4~6 [ N A (LRGBS AR B4 (creatine
kinase,CK) . 4N AEZ2heiA 2 HAn{E , B IG5
AR N, WA 3~6 A B A 1R, WNAYY
1~34 A Ja, AR A IR 2] H bR (E , 75 B i 8 4 F
JIE 2454 700 2t b 2 sl 56 A5 1 FH AN TR R BT 1) [
B2 . B SRR RN 245 b 2 R B, R A
BIT 4~6 AN A o IR PEAENS Oy U IR
YPNRYT IR RE A A AR IR R AR 25
Ju BRI WiRYT

p—
%‘&)f—i?mm

1Al 7T 28 25 9 A2 i R S R RR 25 06T 1Y
HA,

2. HAESIR FE R AT T 2R 259 e b AR ARG
IT T SR

3. AR ZG WA 1o IR S IR T SR 1Y)
FAFE

4. B HEIGYT I W R DTS T RS R KR
FEIRFIEYT R N R IA R A

I R I ] e FH B R 25 0 1V 2 R0 25 B i
2l TG B A (0K L 11 1, S il 28 LAt i 1 4 49
(MR 5 e 3 B FH 43 o 5 5 I R I s ) 245 4
TR TC 254 . Horhh o3BG 24 WE Al 0 2 1
{ECRE 5, S RE A S AR TG o Il R S B 3 7 AR
P 1t g S A IR KT DA R TR A B Y B AR
PSE S 15 e SRR 245 0 B T H

(—) E BN [ B2 )

X 2 1) 32 BEATE AL 2 0 ) 20 A P AR
I 14 B0 R/ 886 o JFF 40 Bt LD LR, =020 i i 7Y
JIEL I P R, B DL A AT, A At 7T 2524
By RE ] B A 550 L PCSKO il 57 3 27 1 %
AR 5 0 K LA IR 25 (R b 28 2 e ) 55 o

1 ATT 2259 - T 225 W IR AR 3 ¥R 3k 3 1 3%
I T i A AR D ) 55 B A 0 o) AR e B
B, B 3 300 3 B O I — Al Al A S R 0
JIEL [ P 5 B, ) B 8 240 i 3R T LDLR i 3k afi v
LDL AR . BRI, fh 7T 2525 90 i 3 ARl 75
TC.LDL-C il ApoB 7K F-, 1L & 45 B BE AR 1M % TG 7K
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SEATHE HDL-C 7KF

T 28259 Il e A2 ASCVD By if s b HAT
AR X o R IFIE RS AR S A 7T 25 24
Y onl W E B R ASCVD M OF B o0 I A 3
fefptos o B2 E H AR ASCVD 5 1 NI — 2 91 B
T LA R A I T PR Y B S AR
G & AT T R iR T AT REAR 4 BT 9%, L
JUREBE 29% , I 7 1494 oAb, BB k5T 2 B
BF X ASCVD A HE R FH o 85 70 1 7T 25 25 9 (B &7
HABTT 10 me/d) A MR AT 22 A1 7 R AR O 1l 45 S5 44
WAL T m R AT 24 R EF AR MTT 20 mg/d) |
HORN R R &AL T R T4, $e ik
BIRIT I

Al T 22838 FH T v AL 0l 0 YA 25 v A
I AE AT ASCVD B IG < H A A I R A % et
TT EARATT S ARARTT AT BT
EPARALTT FOVC A AT o AR FP 28 5750 pfth 7T 26
2 A IR [ e P A — o 22 500 (AT AT —Ffth 7 T 2
24 A B LDL-C g — A5 B AR IR L 2 6% ,
BRI “ 7T 225 W78 6% RN o AT 2250
Al d TG 7K FEAK 7%~30% , HDL-C 7K “F- T} 525 5%~
15%.

T W R T WG R 55 b ok AT
LDL-C /K- B . 75 2 S A7 A ASCVD i
TR XURS: B AL IF 8 2 v 97 B AR, B B B 2 5
ASCVD KU &S, hy 8 B BT AT {f LDL-C
IRBR AL TT 2GR YT T % o e I b A
T 225 S hl AR IR bR, 25 R B3R T (B
A L [ s R S ) 7] 1/ PCSKO #046il 71)) o [RIEST
T EEOR R LE D E AL TT 25 24 ) 28 0 59) k) 3 17 25
B 2% SR G RARDL & I 25 (25 Wit 52 1%

by T 2 25 nl e AT AR B ] B R IR A 1,3
M I AR F B LDL-C R nf RS A . Ah T8 2459
I FH RS T 750U I 4k S K TR, G RE A2 1
AR s T, H H AR08 B LDL-C B & B 22 57
o AR N 45 AT 2 258G o i 4
PR TN AT 225 5 R A RS S AN R
SR, A 4 55 A — AR A AR A A T 2 25 ) L
A5 B E R S R L TT 28 25 s/
AT 5AR M T S WA I 45 5 vk
Ab B

JIFL i B2 36 7 O 5% EIME AL 2 BT 45 SR R WL A
ASCVD fE R4 2N [F B A BE A TT 2R 25903897

Jii , LDL-C %3 [/ 1 mmol/L, MACE HH X JXU [ s 21>
209%0~23% , 4= IFE T FEAR 10% , 1T 3E L 1148 Ji P
SIEAFET AR WL A HF5E R I AT T
FAYREAR ASCVD F 4 1y PR AR £ K/ LA
LDL-C I B PR IEA DG . AN R A28 550 = 19 4
1T 255K LDL-C (Mg L3 12,

FA2 VTS e H [ i i
Iop L [T s e 2 24 J R
o R BE (B H R BT R AR BTG ALTT 40~80 mg!
LDL-C250%) SHAF LT 20 mg
eh AR SR (B H R BT R BTG ARARTT 10~20 mg
i LDL-C 25%~50%) AT 5~10 mg
AT 80 mg
EARALTT 40 mg
PEARALTT 1~4 mg
HARALTT 40 mg
FARAUTT 20~40 mg
MmiEHE12 ¢
: LDL-C (IR NG 6 (I i, BTG AR T 80 mg (&I A fifi
FZRA T

AR B AT ARENE T 2y, B EEAR L] 5 At
TTZRZGWIZEAN, F gl B2 2B 7 i 4 BV
B b T 20, ph R ) 20 i AR K A ) Dk T A ol T
G, EE IR R 13 R RIR S AT, R A B A
B ARALTT S LRI, 5 & A3 22 s DA S 2 Fb
Tt J6 3R S R S AR . R R 0.6 g,
2R/ HEDEE O 9 2 FB A 5E (China coronary
heart disease secondary prevention study, CCSPS)
FoAtb i AR AT FEIE S, I i BE RE 8 P {IX LDL-C, Jf 12
AR O R SBT3 Sl O SE TR L S
A AR R AR AR R e el

YT 225 W) AN B S S Iim DR R ] v o 52
FITER RS, HATHRIE A 3 2 E IF I RE S 7
M TT 2GR S NLPA I A , 37 KW PR LA e oAt
ARV

JHF il S 32 BRI R e W T v, R AR
0.5%~3.0% , S ARHE . AT 26253
]t BT o, B e A DR 20 AR DR ATl e
A HAB LR, A% FEA Hh A TT 28 2515 |2 1 JET il S
W i R AL B b 3 SR SO PRAR S U ol v A5 I
2 Tt /8 A 5 e T 3K O B BR (upper
limit of normal , ULN) >3 % & & Jf L IH£L 2 Tt 55 i
I U A B 2 X T T R A 3 A
ULN PAN &, ] 78 ) i mldsk it i SR Ah F 647 0L
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5%, WAl F 53 A — R IE A2 B AT T 25259, &6
o3 BB 2 MR PR A T IR SRR . RANEEME ST
il N A VT D B s v S A T T 2R 25 7 A Sk

7T 28 25 Wy HE S LA I K AE AL 46 LR LR
L L SRRSO g A R 19%0~5% (RCT &5
) B 5%~10% B PEWDTTE S5 R ) |, 18 SO il =7
o YR AT T 2625 Wy 1) L BUL A A3 A/ e
TS CKTHa , W e &R A E S b
TR B AR ISR, Al R 25 iR o 7T 2 25 A
RWLPSEIR , H% L2 I CK S AT B, iz 9
LT 2 5 e A5 2, O B IR IR B CK
Ko 2 CK<4XULN, Qs A fE Ak, 1 % S 4k 25 Al
TT2E2590 97 1% U1 5 anp A e iR, 0452 A At
TT2R25%) , WEIIRE IR A CK /K, e R 2% B CK
PRI IE & J5 0] 2% SR R AT 2R 25, s 1 5 A
— MR R AL TT S8 258 . 24 CK>4XULN, %
5T, 45 D) M U AE AR B CKZKF- 5 4 CK>10x
ULN,, DUJ 5 5 5 i S JULV ¢ vl BE , 5 S DN A G i 41
R E DRy, JF 7 RS I TT 225901 45
TAKAIRYT , LI CK ZIEH K. X Fax e
AF UK S 25 s HARBTT 25259

TR A 7T 2 25 W0 534 i 25 W s 7 XL
W, Ja 7T SR RNE . e P e R AT T SR 2 I B
TR PRI K A AR i T LR R AR TT 2625 (9% L
129)"* . A WE5E R DE AR A TT 51 A 7 2% 4 PR
AREAR B o 7T 2825 WXt ASCVD 1 B i
A 36 TR T B AR s IRV, TS e S bR e e A
SR RO R, A T T IS 2 W6 T 3 I E A R
R 25

JELFE BT I # UM 25 25 0 B g 2140
A o Al R AT R [ B BB RG A o A 5 (stroke
prevention by aggressive reduction in cholesterol
levels, SPARCL) S i & (A VT 70 ) 3 9 R H AR
M 2 B X B % (controlled rosuvastatin
multinational trial in heart failure, CORONA ) 1725
ZEAY T, G5 7R LDL-C A AR 1 mmol/L, H i 1
il 7 e XU 3G 0 219 o H Al 25 25 43 BT 4 O
LDL-C T B A S 25 0 i M Al 4 e UG 52
b TT S 285 X8 H A G A i ST Y SR i A R
o AU BT AR T R AN BEAEARTT 26 25 i
Syt REh 28 o) kAR PRI AR

7T 28 25 9 Al A RS2 34 B 45 Sk R L 2R
B AR LA S A A RS R %0 AT ALE
RER . AAh, AT AE R BT 225X 2

RETCA RS2

TER AR TT 225 ], 5 S TE 5 HAL 25 4y 1)
AR EAE ] o BB TT S8 245 ) 22 0a aod I 3 24X
fitF 2 20 B {4 F (cytochrome, CY) P450 18 i (£ 5
CYP3A4,CYP2C8 . CYP2C9. CYP2C19, CYP2C6)
il i CYP3A4 AR (Ul B Ml 7T 25251 S Pk S+
25 (IR ALTE R 5 ) SLE W) RIF B
Yy ESHEHUR A 25 ) (G0 F5 LR | 35 3E % 55 45)
AR P Al > S5 HE I, AT BE 3 0 UL 5RUU f
PR XU , AL 3 B ol T DR Al 7T 28 25 9 1 A
[SY QAN

7T 28 25 Wy ANl 52 2 5 AT 28 25 Wy o
U5 A TT 28 25 WY AH S A i RAS RS2 1/ S 56 %
KD bR S, — M 48 A I 2 LT 44 55
(1) M R 3 B« = LR TR A/ 2 W i 98 A6 A AN T
W (2) ANBEMY 5222 Pl 7T 2R 254, Horh — R A 7T
LG YA PR B O B/ N s ) FFTERR R OGRS
(4) HEBR HA S P

2. DR [ e A oS ) 50 JOEL [ A 44 0 50 7 M
TH il IR 2 7K -8 3t 5 JE & DB 5 C1AH H.AE F DA T 4
Tl A AR UL T TS g T 8 R AL, AN S i i I
PR IR 2R AW, A AE AT 22 A B I A A WE5E
TESEHRAT 2 AT 5 M 7T 2R 25 W IR 5 I, AR A T 22 Jed
i, LDL-C 7K ] gk — 42 A 18%~20% . it — 2
R AR i A B AR 22 A I &~ A A T T 25 [ B
i % (improved reduction of outcomes: vytorin
efficacy international trial , IMPROVE-IT) £ B , ACS
SRE AR A TT LR o RS 2 AT e gt — 0
o RTINS R 0
(study of heart and renal protection, SHARP) {7 , 4K
P& AR A T TS 16T AT 8GE CKD A AL
LA TS AR AT 22 A B ) i 10 mg/d, T
R MREE IR, e A 2P R 4F . T
IIREAS 42 Bl 22 o B D BN 4 R 1 T 20 ) R
R, fa K A 0 R D RE IR o L, R R
RSP, B2 h—id e, FERI N LA
EREAR o 5 A TT S8 245 056 A T AR e A 1w
AU SEAS RS2 E, A8 T S A S A L4

57y — Tl L ] P R AT 400 <) 790 7 28 2 A 2 3 1
TR 7 — 2T 2, HAE AL v AR i ¥ 7 AL
S5 UAT AR

3. A Ak WA U T R 9 )
PCSKO J2: JIF HE - 1 14 73 106 0 22 5 I 2 1 il , T 15
LDLR 45 45 Ff (8 2L [ g, Al 98 2> LDLR X IfiL 75
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LDL-C AYIE BR o 38 i 3 i PCSK9, AT B 1k LDLR
fift , fEHE LDL-C B FR . © LTl PCSKO Ml 7] 3
%A PCSK9 H 41, 1l PCSK9 /) T 4t RNA, Al
inclisiran , 7ERRSE L HEUE 117,

PCSK9 B 4t 19 /E JH #L il & %8 m /F i T
PCSK9 & 11" . PCSK9 Hii {4 £ 43 1fiL 5 PCSK9, Uik
/b 20 B % T A9 LDLR 43 fif AR 385, DT B AIG 918 2R
LDL-C 7K H g At b i i 2 F 4 AU 5
P, 43 & M JE HL4t (evolocumab ) 1B ) P4 G 5
¥t (alirocumab ) .

WF SR S AR I I B0 RN B A1) P 0 BT AT
B IR 2 LDL-C 7K P35 50%~70% ., 3= 2 A% 5 55
AR 558 1 BT PG G BB T S T IR SR
fiE O 15 45 J5) 3£l BF 5% (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) X} 615 {4 L8 i3 f& FFA7 153 i 1L
i F8 S BE AL 25 T Bl A P T S BT SR A 22 AR
J7 6 1, H LDL-C 43 Sl B IR 56% 1 20.3% (P<
0.000 1)"*, ODYSSEY EAST H [ 7. 41 43 #7 i /i~
5 24 J4 , BTG L HAT 2 K #) LDL-C<1.81 mmol/L
(85.3% Lt 42.2%) F1<1.42 mmol/L(70.5% [ 17.0%)
fi% £ LU A9 0 2 8 T MR AT 22 A 2H (P $4.<0.001)
e E 58 BT, e B2 BT i 7135 503A
I 14 2 B DR & I AR UAE SS00R A 7 1A S
B MK I BT AT 2 AR LDL-C A At 3 5h
Uk RS A R AR NG S5 B 53, T 52 P R, %k Il W 45 45 T
LM R JC BT A B ) P T BTN 2
ZHUR A BT HeFH DL K HAT 5% B LDLR I E 9
HoFH 3 YA 8%, 52 AR B B Hol H 25 XA T
IV % L BT IR AT AR TG 7KK 26% , Tt
i HDL-C 7K - 9%, Bl 1] 74 JC B4 B A 2R L 3L
SRV R T BTN BT A P ST H T A
Lp (a) 7K ¥ 30% Ze A7+ X JRURS: T 1) 32 1
PEAT PCSKO FAPTAY E— 2200 L4 2 R 5T (further
cardiovascular outcomes research with PCSK9
inhibition in subjects with elevated risk , FOURIER)”
K BRI P JE BB IA S 1A S e ke S AR O I
gk B 3T 4 (evaluation of cardiovascular
outcomes after an acute coronary syndrome during
treatment with alirocumab, ODYSSEY outcomes) Iz,
B 72 T 4h S R, PCSK P 5 28 B AR
MACE & & 2% s (AR XS KUR: 34 R e 159%™

TG BAHT 140 mg s B0 A PG JC BAHT 75 mg, B
PR 1R B T, 28 A R 32 1 4, i UL 1)
IV FH A 355 T 5 50 07 & B R R ORI R
PCSKO 45 5 Hi Ak o 155 e f AR DR 5 52 i)
B W f# (evaluating PCSK9 binding antibody
influence on cognitive health in high cardiovascular
risk subjects, EBBINGHAUS) & 5" K & #
PCSK9 FHTXF T #h Z AN HITI RE B 5200

IV PCSK9 S5 J # Al 4 28 35 19 LDL-C %
IR, A 5 PCSKO BRI I FH I 2 I A 56
TR )3, f2 38 9 FOURIER JF bR 2 9 R 0 5%
(FOURIER-open label extension, FOURIER-OLE ) $2
7N ASCVD £ 35 I TR I T bt e Kk 8.4 4 (P iz
54F), 1437 LDL-C ik 0.78 mmol/L /K-, Hi™ & A |
S E LA A SC A G &M PR | il P i A v D
AN SEEAR RN E AR 2R A
AEAL

Inclisiran 52 PCSK9 /N T4 RNA, WF 5 &0, H
LDL-C B 5 PCSK9 FRATTAH i AE R A, 1 53t
— TP RCT AR AR s A R PCSKO Al 57
BN B E IR AR N I R BB, ERKEE
Bl AL E T R P e AR e OfRE R . H Ao
Inclisiran JHLAEL ] FR 22 w00 RCT PLC L4545 = 0
FEEL 1 3 A RIS ORION-4 IE7E AT H .

4. A 7% % X A 2% k48 A LDL Bk A% 0

SRR IR, £ LDL 5)ad i i 2 I i 12k
B WHFE N 0S5 ok, 2. EEEHT
FH &, JuH IS HoFH M B (598 58 3 A D% 1z ik
B MAER . WA R RN R E iE R,
] 5 Sk B S CHIR BB A W ok A D
AR R QT I AR 2 PR R QT H]
L5 SO 124 B Ay o PR = I e = S R 1
i TFIRYT FH B, DA B 0 0 €008 4 Ak I
FEERREE

5. NEFREE G50 : R IR EE 5 700 Ay il 9] 8 1 s 46
W RE , 7T BELUT A T8 P A3 2 v AR ey R
I PR - 5 IR 5 o/ R, 3R % KR 5 of Ik,
3/ % RS 1.875 /IR, 2. ST 25
CHH P 0 P2 B AR TR . B AN R RN A 8
TEANIE EFE 0 SR 2 I R, 2R 2 1)
o %F A% Rk Ry SR B IR A H I AE A I TE TG>
4.5 mmol/L,

6. HABFEAR 2 : BR L= —Fhar il 5 245 (1L
TS AR ME A HIR . w R R R 0.24~
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0.48 /IR, 2K /d , AT AR AR R B A 4 77 i
AR R RN AU o 2 o B IH T rp i 4l
B —Fh & 8 B AR WA B IR &4, H IR i
4 10~20 mg/d, KR AE F R R0 55 HA% AN R R
D> s

() FBREH I = BR 259

L DURESE 259 - DURR 26 25 %) 38 2o J% PPARa
FE LPL 11 B 135 TG 7K - F1 = HDL-C 7K
s e B DURE S 2 WA (B R
) AR DURE A 0.1 g/, 3 W/d s SR AL R 35 DL
0.2 ¢/, L IR/d; ARFLILFE0.2 /WK, 3 IR/ s ARFL DUER:
R 0.4 o/, 1/ AR DLFF 0.6 g/, 2 IR/d.
B LR R RN S5 T 225 AR L, A HE I E LA
FVEF R34 IV CK NS TN 5% A W /K- T i3 1 &
R I<1%, Wi RIS 455 I ZE 25 Mt | DLAE
Zs 2 n] i R TG ATt 25 HDL-C, {H.C i 45 4R
WA AU WA R IR ABE ST a0 TG FH i &
JF A% HDL-C Ifl i A& 35 $2 7~ AT ol 38 o0 I 45
T

Pemafibrate 42— Fl 57 %Y PPARo I sh 71 , 1% 24
i o M 25 A PPARacZ AR T 4% PPARa U 23X
T REAR ML 3 TG K™, FFIRIT A & TG I
hiE o HfE 7N B B R 0.1~02mg, 2 K/,
Pemafibrate [ KI5 [ B £ o0 RCT LG L 45
Jay Ry LY 3 W KIS PROMINENT A/ 5T
ARG 25 AR AT 2 1k, HEM AT 58 5 H Rl s o
LDL-C(12.3% ) 1 ApoB(4.8% )4 X'

2. B A -3 JEMT R : -3 N 5 R 8 i 20 TG
& 8543 W B TG 8 A VLDL, #1314 558 TG M VLDL
R Fp YR 53 ot B AR IV TG MR EET™ . #F 5 o,
w-3 5 5 R (4 g/d) ] ffi TG 4 2.3~5.6 mmol/L Fl >
5.6 mmol/L 1 F. 3 1 TG 7K 23 BIR#AK 29 20%~30%
M=30%""", HAS A 53 19 -3 BRI RR 7 & AR TG
B 7 AR R PR 32 B R T IR T TG i
FE L w-3 g I R F2 R 1 77 ( f DHA A1 EPA) ,
w-3 JE N7 R < B AL 1 59 (&% DHA F1 EPA, K H &%
EPA [ IPE) , ¥4 35 E £ i 25 i W B8 3R (Food
and Drug Administration, FDA)HE#EH T /™8 & TG
ILAE (25.6 mmol/L) Wi N EE & .

REDUCE-IT W58 45 5 /R, IPE 4 o/d AT 7EMTT
25 ) B il b gE — 2P B AR MACE A1 XF XK 3k
25%'"" . JE[E FDA CHLHE IPE H TREIK ASCVD 119
WEE, HETHIE AT E B, TSRS
7R, A8 EPA DL K DHA (1) -3 g I Rt n] B A% 0

L5 S AHAR 5 B AN TN IPE ™, IRl AT 26 2Y
Yy ik & EPA Z 9% i B 97 280 0F A BE AL IR 5
(randomized trial for evaluation in secondary
prevention efficacy of combination therapy-statin and
EPA, RESPECT-EPA) 4755 , Xif 18 1 £ i 84 e >
TR MTT RIS = 2L EPA (1.8 g/d) f#
IR EEH A GMACE WE 22 4 B et 8
(P=0.055) , {HXF Y28 i e IR 3 ok = 0 525 X
0 A PR ARAE T 22 2 A St 22 L (P=0.031) , 2
7N EPA HA —E 1 e R bk i 8 PR fre /e

3. HHIRZE 254 - R 2 245 ) R Iy ELAT A1
TC.LDL-C #I TG LI & T+ HDL-C B/E . AR
FH 5546 i 17 20 2P 3R SRR I D 1 15 R
U B VI FIEAR VLDL 730 A G o e LAY
AN RS B 21, HAbAT B R e B2 AT E
P v BRI ILAE | =5 (W% B R T A 38 A 1
S NS METE SR AT 3 Sh M T A 1R 0z AT
WEEE R . 2056 TR RR 2K 25 ¥y i R AL RCTH
(—TU2 HERAIMIRIE 25 | 53— IR 2R 24
Yyinr 2 f 22 ) ¥R om0 A 3R 45, BAS BN
B

(=) 254

AR T 0T A R D 25 0 A W [ T, JHG v P Ak
1 TG % % 5 1141 7 lomitapide A1 ApoB100 A5 i
41 55 mipomersen FAE 2012 F12013 45 Bp gk 52
FDA #t#E FH T 7697 HoFH"™ " {H lomitapide £ F*
2019 4F 48T , 1 mipomersen I8 K 7EFK FE i, T
ARk A 22 Pl LR 25 1 A 1 A e I 3Rt 5t
AT R A BRAEF BT (R 13).

1. BT U e A T SR A T o 51 - — R
TG iR 24 A T i) 57 bempedoic acid & - JH [
P A B A R I PR K 55 B4 2 7R, bempedonic
acid I I B i i LDL-C B W& 24 30%, B 4 Al 7T
LDL-C #f— 25 FE 1 17%~22% , B A 447 2 413 LDL-C
it — 2R 28.5% | EAFF IR 48% , AL ax b it 52
P 4% Bempedonic acid H. 2§ & bempedonic
acid/MEHT 22 A1 1 [ 7€ 52 07 771 (180710 mg) £ 7E [
b 1T, JHFIRYT LDL-C RiA AR HeFH 5 ASCVD
mFE,

2. M8 A R AR AR 3 AR - il A8 AR R A
A 3 T A LPL S P 4% VLDL A OC
SR . M AR R FEE 3 4 NIRRT
evinacumab % 2.3 Il PRI 55 45 A HoFH %, 45
IR IEIA B BERR IR T 56l I, evinacumab 4/}
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R13 HAKIEZY

E TS R R £ FE AR DL L) VAT Q% VEii)
Bempedoic acid ATP Fr A5 1% 2 fige iy 1 LT 2 HeFH,ASCVD
Evinacumab I 7 2 R R AR T 3 ek VLDL A LDL A >12% HoFH
Volanesorsen ApoC3 {2t CM 5 VLDLACH} >18 % FCS

Pelacarsen Apo(a) W0 Lp(a) 2B, £ Lp(a) JHEr 1 ASCVD

TE: ATP ]y = BERRIRTT , Apo MBI H I, VLDL AR AR B BE AR 5 1, LDL I FE R A 11, CM R FLBETCKL , Lp (a) R EE 11 (a) , HeFH 2%
G TR G = IE B AE , ASCVD SRy 2 ko BERE Ak o it 76355 , HoF H 445 T RS o I R B AU | FCS b SR PEFLBE AT 25 51

A 3 — 4 F A HoFH 44 LDL-C 3 50% ™, 3%
HEHEH ] T>12 2 LB 8RN HoFH , #E75 50 5
15 mg/kg WHIPKEITE , B 4 )5 11X

3. ApoC3 1 il 51 : ApoC3 J2 il i ) il LPL Fil Jif
JIg Tt T35 1 1T R 45 CM 5 VLDL AR 3 19 ¢ 8 Apo.
ApoC3 5 2 fR it L SE#% T IR volanesorsen 1) 3 H1Ifi
PRAA 6 B30 W78 TR TG W JE R] 38 77 % , {ELIA /)
BB (<10 73 /ml) Ho il 35 48.5% , R AR
FDA L HE , AR M 24 it 45 B Jmy b by, fELASRR
TR 7 R AUHAL R G 25897 SO A Y AR 5K
e CMERBAEBE ™

4. BEAR Lp (a) B 25« BEAIK Lp (a) B 25 42 45
Apo(a)ﬁ%%ﬁﬁ@fi(pelacarsen)%ﬂ Apo(a) /NP
RNA(SLN360) , —# 1 #1ilfi 5634 7w 1t 5
it Lp (a) 9 #F I | B K B B AT 3K 989%™ .
Pelacarsen [ 2 #1lfi IR i 55 40 A Lp (a) =60 mg/d 11
ASCVD 875 286 {5l , U5 1 FEWTHf 1 1% Lp (a) J5 2%
R 4e E= . B, R E bR 2
O U L RE 2 SR i RIFST Horizon IEZEHEAT TP .

(19 B 2459 9 k-5 1y 1]

Kok Hig 24 W JK - I P A2 1L S5 T 00 SR s )
AaH, FEH BRI MR AR R, 2D B
ASCVD XU , sk 2 [ i 25 ) B A8 B S 0 K A R
H R AT PR FEEHA N R A (K 14) .

1. B AL ASCVD XU /%) [ B 25 40 3K & 0 H -
(1) b T 2K 225 49 5 R[] sz R MAC490 ) 79 3K 45 1z FH = 7
2454 53 ) 5 ) UL 1 5 BRI R A, T 7 A R A
EEH . RCTZEHHT BN, K2 T T 25259
B KT 22 AT 5 AN R Rl 2l 7T 288 24 4 B AT
LDL-C #k— 2 F % 15%~23% , {31 4 Aii 5 v i o
JE A 7T 25 25 W98k ] LDL-C [ AT >50% , H A0
T 2 25 9 1 R RO R . IMPROVE-IT Al
SHARP #5843 91 fik7s ACS F1 CKD H 3% % Al T 26
25 ) 5 AR P 22 A6 Bk RT3 R AR O I A SR
A0 o A A Ay B A A ) L T A o)
I B S W A A 10 me/d B LDL-C F&
W29 15% (B 22 7)) ™, 20 mg/d ES L TT 2525
B TT 2259 LDL-C i — R AK 29 16% , & 4>
PRI 52 P R4

(2) b 7T 2K 259 55 PCSKO 1 il 70 166 4 17 FH -
PCSKO 1 i 551 3 1 ek /0> LDLR [ i . 3% il LDLR %
M I3 LDL I BR , 7ERERR AL 1 5 T 224
Yy JEL ] R AL 0 590 B AR R[] . FOURIER A/ 58
F1ODYSSEY Outcomes fff 75 25 5 7~ , ZEARTT 2524
W (+/- MR 2 A1 ) Femy b I R % L sl b — 4
FEAK LDL-C 3k 59% 56 FH Bl 1 PG JC s v] s — 25 B
ik LDL-C 35 55%, ¥ 1] i 2 [% Ik MACE A % JXU G
15% "7, AZIA FEmE ] SE L LDL-C PRGE A AR L

K14 FFNEYHBCS

A SR T I IMLAE B i 5 MACE BAPERTE M

A7 T 2 245+ R [ B A4 i 57 25 LDL-C RN ikbn LDL-C 50%~60% R

HbIT 225)+PCSKO Bt 125 LDL-C N ik#R LDL-C =75% L

772k 251+ RE [ B A 4 590+ PCSK O g XUBE LDL-C ik bR LDL-C ~85% ‘AL

MiT 225+ 7 4L TPE 4 ¢/d LDL-C3A5FR TG 2.3~5.7 mmol/L MACE AU B4 25% LBl I

7T 22+ DU R -3 AR IR LDL-C i545 TG 2.3~5.7 mmol/L MACE AU A% EFIRE O b B | 1
N2 ) +o-3 JRITTR 125 TG>5.7 mmol/L TG 60.8%~71.3% R

DU 25+ IR IS 254 125 TG=5.7 mmol/L = Bl s el |

o-3 R TR-+NRR I 254 VR 25 AN 2, B 525 TG= TG>33% BRI

5.7 mmol/L

TE TR S T i Al 7T S 25 2445 rh AR AT T 2R 245 (LR RPZE AR 1 D3R 12) , -3 ARITER IS 2 AR TT %, 7l &k 4 ¢/d . PCSK9 AT
H AL R 2 9, 1PE B TR IR £ , LDL-C SR % B2 AR 4 FH AR, TGy HHm =i, MACE Jy 2208 Rob i S F
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22 4 R it 32 v R, HLO A 3R 28 UE PG 7840«

() b IT 2 2459 5 = 4l )% IPE BE A W -
REDUCE-IT fff 53 45 3 WoR , 5F T E 32 A 7T 2524
Y16 J7 LDL-C & 74 35 b5 {2 TG 5 b B 7t & 1Y
ASCVD R F a4 20 1 T ASCVD & K il b
FRIG R S B 4l IPE 4 ofd 1] i — 25 1 5 R AR
MACE AHXF XU 3k 25% ", R, 1556 A 7T At
TT225Y1697 )5 LDL-C<2.6 mmol/L{Hf71E TG
JEE T 08 SR DL — 2D B AR ASCVD U, L5 %8
SR EAH I AN RN . SR, EPA 4 ¢/d
FEAE— 2 R 4 AR 2200 o B sl XU,
T E W P e NI e 5y SN An
DI ARAAU A 1R

(4) HoAth - 3R T 25 W6 7T 25 24 9 sl AR Ay
FAG R E Lt RCT K RCT ZE 2431 B |
T2 25 W K G B 6 28 1 B LDL-C 7 3405 R 7 i
T2 25 PR AR 2 22 PR R AP 3R /R
ARG PR 3250 TE 5% 1l A € 5 R 7 22 41 Bk FH B LDL-C
B e R

7T 225 Wk A DL R 2R 2 W a5 4B -3 I
7 R« 7T 2R 25 Wy Ik A DL R 2 245 W o v 4
w-3 JE Wi (£ EPA F DHA) 4.0 I 45 3K 25 AR 06 4
Woo B B PR 9 O I 4 RS 17 Bl (Action to
Control Cardiovascular Risk in Diabetes, ACCORD)
W WS EE R, B IR R 2 TR IT S
LDL-C % A& ik #5 {5 TG>2.3 mmol/L. H. HDL-C<
0.9 mmol/L 35 , kA& AR DURHIA YT 7T gtk — AL B AIG
ASCVD A (P=0.057)""" 5 {H & 3 4 A /Y
PROMINENT #fF 5% 7K B 1F 55 AH AL RE AT 25 24
YA pemafibrate 7] #E—25 3K 25 . BEAh, A
I Al 7T 28 25 4 55 R i DR A 2 Ak g T (EEE
KM 9 2 A RRilE— 2P e,
D55 55 47T 25 25 306 A LG RUPS: A X 4 v
HEBUS R B .

2. P FE e HI R ILAE (4 B B 2 B B g
TG ™ T} 5 (5.6 mmol/L) , 4= 1 )7 30 S B — & NI
YIS R4 TG /KSR, R R FH DL AR 254 |
KFHE (2~4 o/d) FE2EE w-3 SRR HHIRZS 258 >
(] P P P s D BB A R A -3 AR I
T FITAR 2 25 245 ) LA O S — 25 8 in DL R 25 24 4 2.
FH B T B 2 e AU, WS BRI A B
N 5 B (5 -3 M 7 TR N FH ) 1A DG ) DA
SRR (S A BR R 25 A 56 ) 55 .

T B IR YT B H A i

ERRET
JEE 18 FRSAE 323 01 i 55 s T AR AT
b o A A D il BIR TARE H T SE
FEL T A AR . AR R R B CR 1 E

(—)IREH D

Jig £ 1 47 &5 (lipoprotein apheresis, LA) J& FH,
Jt HJ& HoFH 8 & 22 (1 4 B A 7 i it , 7T (i
LDL-C 7K A 55%~70% 52, e [ Al FE 15
#E4E Lp (a)>150 nmol/L 1) 1 J& 1 56 00 5 S 35 3547
LA MR YT ALl Bk i (R IR o e fERY
IBIT IR IR B 1 O AHZ R A 2 1R, Ik
WIE LA AT BT o B BRZIR T7 et A% B 52 A
I K A ARG R T R 7338 PR IR R )2
I35 R o8 O s Rl E P N S0 I e 1 (101 DA SN2
AU TS MLAE SRR 2 1l Aok Bt B, B % A
FAK.

()P FINRETAR

FRSAE AT fdf LDL-C /K~F- B S B3, Ay o 6 L
I RAE R, B RO NS 32 RATHEAT . BAaiiT
A EC S D NERR S RO , B IS —FP LI IR 7 R
W AR RE R AR JG I A AE 2 FBE T R = |
it 2R IR BB ) 50 45 e PRAR D R o BRAE AR
TEER 53 171 iz 5 % T AFI T JE D 43 AR AL AT 0 P
T HoFH (5 IRYT , BLAT 18 B sl 3L
A

e R ARERY I B

ERET

R AT A St Ay (v i 1% |
B BRI 2B I A v )RR R A RS (4
%) I | i B AR N R R S A5 (5%
P v ALt LAE ) ) S o L AR AR S )
4WNA T 1Y SN B — 3 BRI, I LA 2R
SBCRE R AR 1 R A PE SRS

(—) = I

e UL F 2 B0 ok o R 5 A 17 o A 6 PR 3R 7 I
T 5855 B0y K 1A Bz 40 6 ) R e i K P M JRE 34 T o
BN KAFERE AL e A R R o e 1T 1BE X i I Hs— 4%
TR RIRERR BT A 3, Ak - B i 40 4 0O
JIE 28 S 4 58-F% 8 4 (anglo-scandinavian cardiac
outcomes trial-lipid lowering arm, ASCOT-LLA ) 44 A
B v e U AR 1) e I e A, 5 R TR
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BT 6 A At 7T fi ASCVD 2 i S5 14 B AIK 35% , 1R 97 21
(9 LDL-C - B {8 F 5] 2.2 mmol/L" 0y ik &5 L 7
Bi *F #r (Heart Outcomes Prevention Evaluation,
HOPE) -3 #F 55 40 A ASCVD H 1 XU A 1 1 &
A GRERLCEL, FdF e fl T ASCVD £ ri i
M ik 24%, ¥4 J7 ¢4 LDL-C ¥ ¥ i K& #
2.4 mmol/L*> > w5 IfiL R 5B & BB A I 10 B 0
s kAR e k% B5 1L 5 (lipid-lowering trial
component of the antihypertensive and lipid-lowering
treatment to prevent heart attack trial, ALLHAT-LLT)
YN R RE g I A e L P I Y R, S 2 e
LA, Al VT oK B i 2 B AIR ASCVD XU, B9
£ LDL-C B AR W5 B 17% , - 28 4 3.1 mmol/L>"
ZRC AT B A AR VT S BEAR 259 1) — 4%
R N A A < e SO N [ N Y [N DAY
IR Re iR AR h 2 AR 55 o PRI, 7R T AT
ASCVD RUBS VAR B (L 1), 4545 T v i s 4 51 51
HE SR R R I R AR R FE L VAR
G432 B 5 i i Hs A A AR B Y LDL-C H FRfH,
T AR R IR [ Bty 7

(2O IRS%

W PRI J& ASCVD Ry H 20 ST s b DY 3%, A7 i
FEARE 7 LG 57 6B DA S8 5 ASCVD JXUS: 52 i) ¢
Ko BE IR B IR 58 R 2k TG &
HDL-C [#A%, LDL-C IE# 842 B Th o (HH LDL
LA /N 8 B RS AL, A B iR A S sl Dk ks A s Ak A
o BRI G I TG, $78 TRL AH [ e e 5] 75
I 5 >R LDL-C AE B AR H 5 7T 58 Ik Al 2 &
ASCVD KU, T 9E HDL-C 42 7 LDL-C A1 TRL JH [#
P, e T4 o e S5 5 SOl DK ok e Rl AL B 2 L RRAE
JI LA, W B J8 4 4 77 % ] LDL-C #14E HDL-C [7]
BHE R RERR B bR . =40 % W0E PRI A Y i 1
1 DR PRI B2 =20 4F 0 A Ry i f o <40 27 Fo b
VR ER A I 45 A ASCVD Hofl P 2 (il IRAR
HDL-C) /sl $8 258 B 9 T 10 ASCVD JKURS: 5 T g
A 23 fa s F R B E IR AR A% B B WA
ASCVD & fG . XFF ASCVD XU Ay v A AG i) B IR
g B, ¥ K LDL-C 45 il 7€ 2.6 mmol/L DL T
(F215)t0moeom 23l

Koo — G5 R Rg 1w B bt 5% S s AV T
2 3 AR R ER A ASCVD U . My T 2
25 A L] s R S 49 ) 790 /8, PCSK BRLATT 1%
SR, A I BRI A9 ASCVD F 3 nl SR fL % B
ks 2. TSR ELA EIRG DR 25 W)

RIS BERA B MG B bR E e

HeFEHELL HEFEZ IR
WE PR 9% 4 Jf ASCVD B 3 : LDL-C< I A
1.4 mmol/L1 °57]
ASCVD AU A 5 £ 1) A PR IS 6 I A
LDL-C<1.8 mmol/L"**"
ASCVD KU A | v £ ) i DR 95 A6 la C
# :LDL-C<2.6 mmol/L""
B PR B LAAE HDL-C ik 2 H I C

& . H AR {H 9 48 B #Y LDL-C H #7
{E+0.8 mmol/L

T ASCVD O 5l R SKRERE AL O AT 0% , LDL-C A I3 BE AE
B A BH [ B HDL-C of e % B2 AR 2 (A BH BB “ASCVD = f i R
TRAEIY =40 % HOBE IR H L 20~39 U BE IR A =3 PGk I R EA
IR EE , 1 BB R R B2 =20 4F i /o ASCVD B ; 22
8 B PR 2R A5 v ML R S R R | R RO R R
R E B F SRR T R A0 =R, SO AR AR
(ZRIER 5 2 5)

P T 28 2 S A e 0 IF TG It i85 A HDL-C
FEAR 0 7 4 e AR DURRIR YT gk 5 . T 2824
YA 2 2l -3 IR 7 IR X B R 93 & ASCVD XL
W6 1Y T FBF 5T 45 AN — 2, A5 H 4 o TPE 7] g &%
Il ASCVD KB o PRI, S iSORE PRI o5 f fB 5 ik
PR T 2250 R BRI RR VAR YT , AR LDL-C A3k
b, i 6 A N[ g 0 B ) R B PCSKO 4 i
FUel R LDL-C 35 45 5 5 A TG 3 = ok
HDL-C AN ibtR , % EER G = 4 IPE | -3 5 17 R ¢
DURRR 2o

(=)CKD

41 CKD 19 CVD 8 3 38 17 XU I 35 31 &
CKD 3~4 Wi & H 30 F ASCVD & fa ABf. CKD
A 0 IR 58 TG T B S i HDL-C B AIK &
sdLDL fUk: B a8 . CKD K200 Lp (a) 4035 i f
BH Lp(a) ZKF B T m o EALTT 2258 ih 97 %)
ASCVD JXUR fy B AR 37 55 25 B D ReAR AR A 2 ), 7
B R A B T AT AT e
FEAREL ASCVD XU ™" (H7E 3 B B T REAS 4 1
b PIIUEE X A2 B T IR YT R B CKD R Y
T 225 TR 9T AR BE R RCR (£ 16) 207

CKD M # AL TT 2259 51 & LR 1) & fa A
L [ o= ) 1 L= A [ M = AN 2
U8 3 % (eGFR) <30 ml/(min-1.73 m®) i, 3 H &
g XU 5l VT 28 245 0 ) o 4 U0 RE OG0 akE A
KA R . DUREZE 259 0] It & LEF 7K 7,
i CKD SB35 A 7T 28 25 W 16 FH sf, ] e 1 i AL
Ja AU o

() A v
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%16 CKD 3~5 B IR TT

HERAE B I

Y TFAEB BT CKD 3~5 3 3 a1 A
(T;ﬁzﬁ%ﬁﬂmﬂfe%%ﬂ%{%ﬂﬁlﬁlﬁéwﬁz%ﬂlﬁﬂ
FIFEAR LDL-C 12425

XF T ET&%M{T%@%%Y&J%’QWWE}% LN C

(LTS FEU%JB'JASLVDAJHKM 5P
gﬁ%ﬁﬁﬁ 27 T 1k 2 3 8 25

X TABUBHTIAR ASCVD 4 AR fl T I A

I 2 CKD Hy 18 1 B JE 9 , LDL-C Ky {1k 25 B fig 25 11 A [
ASCVD g Sl ikokARERE AL O 145 R

FE S I A G A oh G TR B, AT T 225 R
fiX 1 mmol/L 1 LDL-C., i 2= v &2 & KU B AR 12% ,
[Fi] B ARG O LR ZE I LA FE T XU 2 . T2
4P EERE BT R, BEFEAK 1 mmol/L A9 LDL-C., fixi
A XU R 21.19% . IMPROVE-IT #5852
ST 7RG I Il 2R ol s B ACS BB AT
524y Lt b H G L ] Pt O S A o) 590 A B A T
FZGYAR L, T AR il P R A T R XU
48% , WA T A 28 T8 kg A% v B R AU 409%™ o 7E
FOURIER #5¢ #1 ODYSSEYOUTCOMEs fiff 55 1, 5
X BEZH F A, K3 T BB RN BT A PG I PR 43 S BAIR
ASCVD H# A v XU: 259% F1279% 7

KT BERRIRYT 5 Il A A v 1 56 R A TR 5y
7, 7 DA I M R A RS R X 42 B SPARCLAFE 5%
W, 80 mg BFTFEARALTT 697 B 35 IR B 8 E BUL
PERG A 16% , AH H A i A o XU e B3 g o A
TRV, FEAIK LDL-C (144K 25 326 K F VA H ot 2 A 2=
R EE (R 17) 24,

()75 % KX UL AN

RIT WA R RN IRY T
Herpai e IE

XT?LJJHM?#EEEMMJ%M PR g TIA A JF i 1 A
CAD 1 PAD ,5 # 1 LDL-C<1.4 mmol/L; dE
HDL-C<2.2 mmol/L,- 10 %7

DO R i) 9 @ o O A o 1 R s S S A | A
TIA # %u%u LDL-C<1.8 mmol/L; 9F HDL-C<
2.6 mmol/L g

X T 201 KOS P B (P Bl P J A P s TIA R A
TR E IRYT ™

T Sl ok o3 R A0 1 Bt P o A R B TIA A7 T2E Ta B
%%%rUmCTLﬁ%TmmWHWWWW

X sl bk o R R A | ﬁ}&lﬂl PG ZE P el TIA {87726 lla B
2518+ JI [ LS4 R 309 77 LDL-C A i ]
J PCSKO difil 5o 7

W TIA S M IR BRI B A , CAD b4k 3 ks , PAD 4h
JEL LA 95 , LDL-C A K% B2 i 2 (4 BH [ 2, HDL-C Sy 3 2% B i 2
IR, PCSKO A Fil 2 1 54 AL R BRI K 9

>75 % BAFE NABTT 2R 259 B9IEHE 80 | B fth
TTHE = 8 2R TP B RTHE DT 5T (prospective study
of pravastatin in the elderly at risk, PROSPER) [ %
50 70~82 % By 2AF B, Horh 50% J& ASCVD 15
o NBE, 50% 4 ASCVD, 45 5 s T 4% 7T
40 mg 20 3% R 0 25 PRI MACE K A% 15%,
AR T R 25— S E B B T Ak
P AR — T 28 T T T 22 M ST I S

éﬁﬁﬁm L =275 % 455 <75 % B A% AT e AL
TT2R259G 77 th k4 B AE AT JE il ASCVD 19 &
U (70~75 % , 275 % ) AR i A B B 5,
IMPROVE-IT #5243 )2 43 o, 75 % M UL L&
AEACS B T 225 W I A AR T 22 A A B
VT 2 25 W 0 R S F R XU R [
209 . WX PCSKO 1 il 37 (1) — 2 iy i o o
BE B E AR 8 E [ 4 o 40~80 1 il >

18 477 ¥ 7275 % W N#f, H7E FOURIER Hf
TR 253 HT R , 269 % i A BE M PCSK9 4171 i
KBRS IATT T 038 25 5 <69 5 By NTE— 302, 25
A UL EIEE R /R =75 % () ASCVD R E 1 5<75 %
R R BRI BRI R AR 5]

— TR AT 2 A5 76275 % A B — 9T
5% (ezetimibe lipid-lowering trial on prevention of
atherosclerotic cardiovascular disease in 75 or older,
EWTOPIA 75) 7K , =75 % ) JC 7 0 9 o 3 IR FH
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