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Pt B 1A 20 21 (World Health Organization, cholesterol, non—-HDL=C) /KA m i EH R R Z
WHO) 4t 11,2016 4F 4 ¥k 5690 J1 46T A K0, Sl i —o W TR AT 225 Y67 PRI E S i LR
PR S5 A1 e KUGE B SRR 5 — RS —, 2016 4 2kt ity b BT A WE e B B M AN RN B XU
1520 A BIBET-N . HET, P o M ik 2 vk Kbk Z A ST R, TEATT 2R 25 B At A1 AhER
F= 1Y Bl JDk ok A A A O i 4 %R 9% (arteriosclerotic Z AP AEMTT AR 259 , AN AT LIS v &%, HA Al
cardiovascular disease, ASCVD) B )i b ¥ [ i F 5 AERRARAS RSN, BRI A5 0 R 1k 21 BRAR I IR
KRR i — . ASCVD & my T E e iz E AR FIRRARO A8 50 KU 9 55— Fh g £ . A SCHE
J2 DU 35 3 IS 4 14 [ B2 (low—density lipoprotein  ATHKG IANEIGYT FE Prde w5 L AL PR BT A S
cholesterol, LDL—C) 8% & 0 [# B (total cholesterol, AR PRATE ST HE A — £33, LIIYI DA i PR ML i 57 3 Y
TO) 5 WAS A ML 53 . LDL-C K Fropefieny  Prfifefis%.
flf ASCVD 1Y A5 S AE T KUK i REAIR . R e = AT HE S 4 — s e
R EIES T A s e Gy | e T S T SRR B AR
Wy, T LLBR S R AR 0 A S Y R AR R SR, R Biti 5 AIF 5 E AR A S W VR B L s K A 1R 4 e A
fiff W FH A0 955 e o B A VT 2R 25 W AE 9 B FLVER T, LR AP T IR BRI A L FH ) 2380, AOARHEFE IR
LDL=C /K Fibbn iy B E WAL 5 30% ~ 40% . HH] FHE R 245 9 2 AR I 2838 1M B 7K 7 S R i 4 2 B
7T 22593097 AT fig 2 R B LDL-C s b A H AR B AR REZ5WFE L, VG 25 W5 e E B8R s PRI BE IR Y7
i 2% 4 g 25 F IE [ B (non—high—density lipoprotein B — A T TR s TR T 1 7 3 AR
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2013 4F 36 [0 JME o 5 23/58 [0 JUE Bip 2 e A1 1Y
€201 3 BSCA G JIE [ st T 7 AR 50 Ik b A B P
15 #2996 (ASCVD) KUK 45 79 ) , AR 3 AIM=HIGH #iI
FIELD 251l R 056 1 85080 , W AR TT 2R 257 A
VLA RLFEAIR ASCVD UK, 1] e 3 AN R A
WA AR AT T S 25 W et b & AT T 252597
1M1€20714 3 [ [5 2 I8 5 b2 1 i 5 #1697 48 1w L
FIVETE ) 2 e At E 3B T AL 2] LDL-C
AR HDL-C AR BR T 7T 2R 25 Sk 1o fli
FAEMITZE 2591, 2016 4832 EL.O IR 244 2 B &
Aii T ASCVD ARG 4 B AR LDL=C I A I T iR )7
LI B T BB AEALTT 2R 25 R T O D B
FLHE T 4D AT TR TT 2R 25 W Ll AR 7T 2R
250 B X T ASCVD B3, 45 ek
Tiif 52 55 il VT 2R 25 W) Jo i 1K B LDL-C H AR, 3%
TEMLTT 2R 25 9016 97 I ARSI 2245, A0 2 iy
LA FL45 T 2 9 (proprotein convertase sub-
tilisin/kexin type 9, PCSK9) il 7" . {2016 H [
N LRG3 B i 46 #E ) €201 8 4F 32 [FL.0WE B 23 1A
BHAER ) LA S (2019 WO O IE R 27 23 /K 3h ik
hfi Ak~ 25 (ESC/EAS) LR 5 o A8 BRAR B )1 1 42 o At
BT HA W = KBS ) ASCVD B3, Zead e K 32
FE B A TT 22503097 e IE [ B K AT AN IR PR BN
i 5235, PTREABTT 28 25 ) FAR T 22 AT Bk 5 A TIR YT -
28 I KGR VAR 25 ) (ANt 7T 28 25 IR A IR AT 22 4 )
DA KA 36 7 367, LDL=C KA A ik AR ) ASCVD
ST 25 N T PCSKO 5, K AN RV HIAIL A fr)
AR5 A =BG . X T REA TR A AL m AR i
i, TEABTT 2R 259097 5 H il =T (triglyceride, TG)
B HDL-C /K PA 5 A Y f S8, 7T 25l At 7T
2259 5 DURe s A 0] o -3 BRI ERIE ] o I rpoxs
THEE BRI AR SE SC, A AR R R T T AT XA ELA
TR LDL-C i X .
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TE 2015 AR AT 22 A1 e ol T 65 A 25 4 [
Fr Pk ik 562 (the improved reduction of outcomes:
vytorin efficacy international trial, IMPROVE-IT) %

Wi &% A ARG, Morrone 22 il Gudzune Z87 43 51 X6t
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27 AF 36 MG IRBF R HEAT T 2536000 . S5 BoR,
FEATT 282593657 HR M AR 22 A3 e T 2R 253697
B i ] AR 15% ~ 25% Y LDL—C /K-, HLEES
2584 B F TC . #I5 # 11 B(Apo B) .non—HDL-C FlI
TG HAFEFR A IEFR . %I RIS 25 SRR WoR AT
2GR A AT 22 A AT LA 08 I 2 2 4 % A

2015 4F, IMPROVE-IT i 56 4 £l 45 & A5 78 G 9
B 2L 2R AT — T PR & ol R IL WL
B W RAYIE RRE . A 2007 4EIT 8 Rk ah Ak B
39 AN AL 18 144 4] /Y 20t i Ik 25 & 1iE (acute
coronary syndrome, ACS) ¥ . B E BN EZ 1K
T T S AT T BR A AR T 22 AR AT, TP BE DT ]
6 4. 14EJR , B LDL-C P34 /K e AR M T B 2h
MBS 2524050500 69. 9 F153. 2 mg/dL, FE4E R
KB R, 5 22 B2 4 I AR AT 2 A LAl R K
SO A FE T AEBOEE A | E B k)
FEAI 6. 4% (P=0.016) , H 3 MR EL LA AT i 5 %
K. ZatEa R E N, G HA A 57T s 2inyr 4l
GV 2R TG F R o ZIRE R — ML
e TT 2259 5 M 7T S 25 WA o FH T 2 AR AR 0
ML &8 e B3 86 o %R IEIE I T Ay T Sk 22
A3 556 FF AT LB A 35K 4 [ A LDL—C ZKSF- 020 o0 1 4
e R e R ol = 1 N S A < B R S TN
I F 5 LDL-C BEARAH S 1 —BobE  IF 2 IR K
A RIZIR I 0 S LDL-C R B e E %
2.2 fiTRZWELE PCSK9 7

2015 4F & FRAE CHr s 24 B 22 2 ) 1 2 TR AL
Xf BRI 5 ——ODYSSEY 1 OSLER 155 , 73 558 T
PCSK9 i1 il 5% alirocumab #l1 evolocumab . ¢ & $
(A7 Xt B ol P A K it 52 5] i At VT S 25 W B A 1Y
LDL—C $4 0 "' . ODYSSEY iz 5 Kt £ 4 B AL 4> M
TEMLTT 2 25y Ak 3 FH alirocumab 20 Filb 7T 2524
Yrimzs {2 R4 . 455 R alirocumab 41
522 B LA L, AT i LDL—C /K- i 3 B AR 62%.
M R A & B, 0 A = 4 (major adverse
cardiovascular events, MACEs) & A= 3 b, I} 2 B& {I%
(1.7% vs. 3.3%)., OSLERIREZE R B, 12 )5,
evolocumab 21 5 il 7T .25 20 4 Lt , LDL-C B i i5
61%, MACEs % 7 % [A] #f I 3 % i (0. 95% vs.
2.18%) . TEEAVEI I, 5XF ALH L, BEA T2
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REMGMELERITHESEAGI R L, HH %
BRI, DL b 2 ORG24 SRR PCSKO 1 57197 4%
2 APk 1) 1R 56, ODYSSEY ML 6] Sy 24 J&
OSLER } 12 .

2017 4= KA ) FOURIER 1056 2 1 M IE A ZE A T
25 A FER E A PCSKO 3441 70 7T L 32 P ARG
I A7 RS 19 T o 22 rpc 4 BTG R BR 27 564 4]
LDL—-C>70 mg/dL [ ASCVD # % # BEHL 5> B £ evo-
locumab 4 FI-& B4, AL BEDT I [R] R 2. 24 45
RN, 5LEFMEI, evolocumab 4114 LDL-C
W I 1% 59%, H H % MACEs =5 {1 b 35 B 1% (9. 8%
vs. 11.3%) AR FHM LR BER BEES

H AT AR g 45 5 O 40 BN, oI A2 4 3 2 1)
122 e B LDL-C ByA 20vE DL R ST ASCVD 3
O LA R A A, PCSKO 30137 54 7T & 2 2k
FLTi 22k R A 254 2 —

2.3 MHITRAMBE NHEHEHEY

—IALE 53 AN RIS 1 Meta 20 BT 45 5 B
DUREZE 25 %) B A X 1B 935 4 18 0038 B4R, AT R A1
TG K2 36%, FEAK LDL—C 7K FZ) 8%, Tt & HDL-
CKF-2110%2", 7E ACCORD-LIPID ik, HA
O I8 952 3 e XU 1Y) 2 788 PR (type 2 diabetes
mellitus, T2DM) i& & 9 B AL 20 e 21 - R Al 7T +3E o
DURRIR YT LR AR AT +25 (6 B AL, SE Y Bl N
4, 74 R EIR X AT R 2GR T AL 7T 38
2k AR U DR AL TG K FR#AIK 42 mg/dL, LDL-C
R4 19 mg/dL, HDL=C /K F- T+ 3 mg/dL, 2 %A 5
THE R X (P<0.05) {5 2 4] £ 288 42 5 (Bpe ko
M P XEE) TTH B 225 . WA ER, 5T
7 TG R HDL=C i3 AT T 5253097 IR B R YT
A 0 I A X KRS B A 31% 2 %
T TGAHME HDL-C (19 T2DM 3% 7efh i T 2525 3k
filt 1 35¢FH DLRE AT R AT i — 2 I R AR £ . {H 2015 4F
KM —T Meta 7 BT 45 R s, 5 DUREZR LRI AH LE
DUR IR G M 7T 28 25 W36 97 7T 35 0 B 450 0 XU =+
B AR VST S5 TS 2 W UG R A 3R A
IO 3k A 75 IR DS S AT 2R 2 I A, ELAE TR YT B
R WD e AL S 48 A o
2.4 MTREMEKE 0-3 SN EMISHE

w=3 Z ARG W5 AR 3 B AL B M R

(eicosapentaenoicacid, EPA) Fl — - = fik 7 #ii R
(docosahexaenoic acid, DHA) . Baf i F] BN &) AR 72
) Epanova 4 2014 4 3¢ [& & dh 25 o 1B 3 R
(Food and Drug Administration, FDA)#L#fE 5 1 4~ H
FIRIT 8 H I =R I Y o =3 WEBS HR IR 254 , HoA
% 55% ) EPA 1 20% [ DHA, 2015 4F & %11 AN-
CHORBFFRZE R W , CHEZAMTT I 25030 7 B HF2E
12 TG /KP4  BEALIR A& — Bk TR £ (icosap-
ent ethyl, IPE) 25 W) B0 22 BERIA YT 12 J8] B 2 3 i
2541 TG (21.5% vs. 10.1%) F14E HDL-C (13. 6%
vs. 5.5%, ) FEIEEE K, ESPRIT S0 A5 2] 1240l
g BT 225 W Bk 5 Epanova 418 #8041 B TR 52
PE AR RSOV & A 5 R AR 20 i) & i)
— IR Z vpC BEAILX R 911 R REDUCE-IT &
W, FELAMTT 25697 5 LDL-C /K- 245 B4
{0 TG 7K w55 1) 8179 1 i 0 I A o IXUS: B4 26
Hh, BEFLEAE T IPE 25 R I RNR YT , 2T A N
MACEs % £ RAE L BRNG YT BB 5 22% , 16 EPA
ERHIFNAITT B E R 517, 2%, 25 G5 E X
(P<0.05), 27~ 7T 25 Wi 5 0—3 Z A HIE
W2 T A5 AR TG AR HDL=C /K SF-, I /b 7™ F 0 1
HHRIRRAERY,

3 NG

B % IMPROVE—IT . ODYSSEY F1 OSLER %4 izt 1
SRR EBRAE pE B AL DA
11225 0 LRl B G R ARTRYT  IF XTI BRI T &
AT EARZGNAL . T UL PR 25 Bk R B AR
I g A8 P55 00 o A5 9 95 B YA ) — B e X AR
LDL-C B A7 i KA I 09587 24 9 fig 25 9 PCSK9 1l i
U, AR AT 2259 ) AR K S-S BARL, JEHR
SR P e IR ] R A 1 SR IR TR T A
6 1R A 284 155 1 Il i s 2 FH Al VT 28 25 3R o7 e
HDL-C KBk br B, MR w-3 Z AR
R 5 b 7T 2 245 Wk FR AT B T 1A /K S B9 4 TR AR
FEIG R SE B 2 op , 225 [ BRdR L I B e RE R
LDL-C /K F-ik b5 , 45 4 EE IF % 18 8] 8 35 A1k 2
St AT 2 259 B FE R 0 PR b I AR AT 22 A
PCSK il 771 | DL 4528 K w—3 B 15 2 25 H At 3 i 24
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