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BEAE 5 A & 9 (PCSK9) #p#1#| alirocumab /& = HA B ik 25 Ab 4k B & i 3] JE #1569 LDL-C 7&K
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SRS o LM IR B e BB A B e ]
A s - U RETE statin J5RE A BE A L HEAT - Hff
IRUERIN AR HL A BEE » ZEBEEXR
UGBS AT~ LDL-C [ sE KR 5 - AHETSZ)

THEIFNTER T HEZ 2 - (R statin [
e e B2 A R PR » B AKAY LDL-C 13 13 75 2Bk
& HARFE statin [ 5 4EY) A HEE K - PCSKO {if
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Wt —HEA BEMERNE KR - B4
(o] 25— {8 i B AR AR B XAV RE © PCSK Y BBk
P14 evolocumab AJ[#{E, LDL-C 60% » E{5tHEE
WA DIMES 2 SE » H¥GSSH 214 2

— ~ TMEER AL statins BY B #
statins)

#1994 4F Jt BX simvastatin 7¢ 1§ i 3¢
(Scandinavian Simvastatin Survival Study) FAEI T
statin JHSEY) IR AUHTRCIC * - MHMESE R 208
EHE T ASCVD o £ KR FE BT 19 K B R PR A
Fe¥gEE E statin FHEEY) ] [REE.O HUBEZE (M)
HRE R R R ELE MR SE T o H AR W IE K
Th 649 48 #Z 1 B 2 PROVE-IT TIMI 223 1 TNT
(Treating to New Targets)* &5 7 £ = 7| & statin
SRALTEHE » Ry 2013 4SS B LB e AT 25 [ L
M 2 R S LA 9 © - (A5 %E LDL-C H
FEAISE IR statin [EAFEEYIHY IR B 51 T im
AR+ {5 15 5 T [ i [ P 05 8 SRS [ s A
AOPRER o 7L ERE T ZeREHT statin FRELBE & H
TR EEY AR G EE:

(Looking beyond

(— ) statin JBEE 5 E AT ERAVZEER @l f

PROVE-IT TIMI 223 fjff 52 #¢ & M & /0 fiE
(acute coronary syndrome; ACS) E&3% B[ F 2 i
K & statin » OIS FHFHRERH 20% -
fR 8 CTTC (Cholesterol Treatment Trialists
Collaboration fifg [&] &2 75 7 5k B 105 /F /N AH ) AT $2
Y S B B8R AL statin 5 B LDL-C 1 mmol/
L(=38.7mg/dL) - &t n] [ RIS S 22% - 1E
T CAD HJi ARNERE R 70mg/dL DR » f4F
MM B EE 9% » AN E KR ASCVD |
ERIEBE IR AR ¢ I RAEELA statin A
sE=fFEK LDL-C gedfigil -

(Z) BB R B ¥ statin BUBRIE R FETNIEEET
BRIGENEE
g AL statin 76 5 2 K DU 38 B 45 09
78 i statin( % (£ LDL-C 35-50%) X 2 DL &
XN HE statin B 14 b1 | & (atorvastatin = 40 ;
rosuvastatin = 20mg/dL) - Hf 2 {8 3% 3| 55 K J#

HhAm

PR X 4

ft o BERTTEEK LDL-C>50% - {H B REIRESCR )
HRER - 0 L5898 ECES statin B 58U E A
BAR - (G HE A AR R B QAR P AE
MAZER iR CEPHEUS e 29 fEE%
35121 AR A » 77% T ASCVD Fyfs s B
BRREEAE (<70mg/dL) 7 -

(=) %13 LDL-C {E R K ik Mt 5 BE & &2 M fE

statin JJERE

R TR 1 v M [ PR LML 22 e Bk
FIC S 1 3 42 i (] P L IR A v i — 3% 4R 2
o R LUEIEEE S ARG TRIK
1 15 I 1] % [LE (HeFH, Heterozygous familial
hypercholesterolemia,) » 4R —_HE A
Hir— dEP H - BER LDL-C ) 200-
400mg/dL » %5 R bg 76 HE - 40 5% DLRTEE A 2
HUEHE B RO IME ER - R ERTE
HeFH 5 & » BIfsE 45 7 i AT 52 7 & statin -
HE AR (<100mg/dL) e {# 21%2 - BR[E &
+ 22 I 1 = I ] B 1M iE (HoFH, Homozygous
familial hypercholesterolemia) J2 5k ¥4 R [KIER HY
BiZest  HLA R 9% JEP 2 {E LDL 3%
Z% (LDL -R mutation) » g% [ B-100 £:[K]| 224
(Apolipoprotein B-100 mutation) 5 5% » PCSK-9
FEKIZe88/ N R 0.5% o R s 15 5 s
LDL -C " KJft 600mg/dL » &2 v {E —+BXATER
BEOMERA - AR TR » i
TR O A R SR 30 By —° o fF
TR T K Ry 2 BUEFE R IR A B 1
T LRERY LDL-C #2352 2% » WIHZ R AR LDL £25%
ERIETE » W43 Ry SIS 1 (<2% ThRE » KU 10%)
FITRPEATY (2% - 25% DIRE » #Uh 70-75%) » 1S
PR HIAE LDL £232 2511 statin [ LDL-C &R
KFTHTHI » 53 BB 15% F1 26% » B s
& statin 27 ff ezetimibe'® » B R H IR METLE

fE .

(PO ) KEIE statin FEEREESHTRER
T NLAAHBRAE R e B 7 AE VAR » 1

ek BR 2 2R 34 2-3% - (HAEER ISR alE

10-20% » FFE KM SEf TR HERE 12 -
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=~ HETAR LDL-C BiEE
(—)LDL-C FEEBZZEIZ K ? How low should

LDL-C be lowered ?

2010 4 CTTC #4 A 26 IH statin 3, B 19 #
BT B SRk M LDL-C B4R 401{7 » LDL-C
AR 38.7mg/dL » EFEIME M (ML~ th
JRVLL B I A8 B A ) 3% AR SRIRERAY 22% » BIBEE
LDL-C B 77.4mg/dL [f » bt &350 B 1%
WRARTEAE - Hh—Afiam e fit 7 #2 LDL-C [ 58 (K
(The lower, the better) FY B ik 5 - SR CTTC
#E5 43 B ELd B9 LDL-C N R (1= i <77.4mg/
dL » BEAKHY LDL-C /K #8 2 55 [R5 R R 15
il e Bete Z I KRB GR B iy B2 o A
# B R 14110 T 9% o K 9 LDL-C B (/]
A 60 B 50 mg/dL) FYER R ¥ 2 KA L H 3 5
f9 LDL-C{H - #EHEHR FRERYZER] - FRAE
2015 £ IMPROVE-IT 9% mF & [ ezetimibe I
7 statin J5 5% ACS 35+ 1 H i HE R AR
JEE A LDL-C 7k #£ (<70mg/dL) » FFf%E] 54mg/
dL - B EEE RSO M FHir R 7 Kk
B i 17 e [ 5 2 G S K —£E B 47 (Even lower
is even better) HYGm il - H A} 2% Pt A5 b K HE
HIIEHEREE ASCVD X ) FHF#Y LDL-C 2R JE <
70 mg/dL - IMPROVE-IT W52 88321 » 54> #e
Al (EEA W Ee 1 LEPEIREEE i
18 v s RELITTL g v 1) 20) g et v JE s
AR H AR {E 70 mg/dL [# % 50 mg/dL (R
IMPROVE-IT W52 RS ) »

(=) 20fEBB#{K ? How to lower?

HR FE RN AR 229580 TRE AR R B AN HEAR Y
LDL-C 7k #& » IMPROVE-IT Hff 52 &% 25 HH statin
H1H ezetimibe 5% 1% W] il LDL-C 25 B[R
16mg/dL (23%)'7 - PCSKO H[I I {7 statin 5 &
(I ECRE FSEREFFREE 60%! » [K[IL#$ LDL-C [F
] 30 LUNEARA DIEEL -

(=) LEM4a0 ? How low is too low ?

BE 2 T 2R A 2 $ 2 R B B¢ - LA
FEFRAITIHE ~ Fr AP IR AL A B T 1H - B
& PROVE IT-IT TIMI 22(LDL-C<40mg /dL') f1I

JUPITER &t B# (LDL-C<50 mg/dL 2 1 <30mg/
dL2) (4457 LK, IMPROVE-IT RF32iEE 4%
53# (LDL-C <30mg /dL)** » #lfRRH 22 -

(P9) & LDL-C A &K K E RSB IR ES
#E—4 %% ? Do very low LDL —C levels
provide additional clinical benefit ?

LDL-C { B0 L8 55 1 2 B0 35 2hifh 47 BA

£% » HEAR LDL-C {E K I - A6 EF R e e (K 22

B PAR R ER R HE > - Bty CTTCH# A

3 B P 22 BL 69 2 A R B 98 1K (LDL-C {3 5%

1K 38.7mg/dL » 3= B2 I 45 55 {4 R AK 22%) 0 400

R LDL-C E & A RAR R /K HERE - 3 — 2 FE i

LDL-C [RAK - B eSS0 - (H H AR

3 PTRE B 2 -

» FOURIER IS/
— )FOURIER Mz 2

PCSK9 & 2003 4 2% B i — {1 i [ Pt A 38
B EEIR] - fEfEmITE 228 % P48 - RIDIREMETS
U2 A8 FI1 D HE 7€ 2k Y 22 48 - {ij 3 [ fi# LDL-R
HEJIbg5E - AR ME A B UE - 10 1% R
LDL-R (32 #8 receptor) BE JJ U5 » 5 [ LK fE
[é6] 2 1L fiEE 27 = PCSK9 ] DU it LDL-R £ fF-
Marh g - Pk A 2R IRy LDL-R %5 -
& 1M {5 LDL-C 1Y 4B ¢ 3% fin - PCSKO I ] 71 1F
e RH B E — e o DA T S Rk
[ [E EERY 7 o PCSK9 BARPLHE (monoclonal
antibody) HE % 1 F1 PCSKO9 » [H I PCSK9 il
LDL-R ## 5 » {#f LDL-R GE# P 5 B AF - &2
fi Ry ASCVD it IR SRR SE Py *° » (i1
FRFE - EESER TR ZE L - DhRENTIEE]
b R BE VBT 28 30 e A KR AR G B Y R AR - B
< PCSKO HI1 il 7i] LLEL 58 A 1 [ fg 3] e 8 FH 1
fig S B - B R IE B RSB E 2 &2 -
evolocumab B, alirocumab B statin {5 f§ LDL-C
O] LUFRE 60% LLL » B RAFRYZ: 21 B i
5 1% - OSLER ZEEHARA B 5% fc ODYSSEY K
HARFFEHERI AT RE H AT R A » B OIMAE 5
PFFERER 50%7°0 « B4R - iR BRI -
et A R A GBS SRS B evolocumab [

—
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B HoAts PCSKO HIHIBIIREGIFERL -

( =) FOURIER 72 AV Bia% s

FOURIER fff 5% & 55—l 3F i PCSKO 1]
P CAMAE THERAS BRI R A ES - $RAIZ 0 - B
ol ~ By - ZREBIARGEGT - 1F 49 (ERIX
(9 1272 i 7E Hh O LT © BZIFFEIEA A 27564
BIZEdE - WEREAERRE « FFH% 4085 5% - A
BHMER LAMAENR S - 72 T A3 & 4 1Y statin 5
R |- LDL-C > 70 mg/dL 53 HDL-C > 100
mg/dL - T 2 F & | statin IG 2 FR 2 52> 20
mg atorvastatin BY, [F] 5 5@ 5 /Y H 1 statin (45 8¢
5 P ezetimibe) © K BFFE /AL » —RHEEZ
evolocumab [7 N ¥ &t » /A& 140 mg 8¢5 H
420 mg » S LR NS (Bl —) -
FERE R EXBELMEILT ~ Ml KA
SEMEOHRIRIERE ~ R EEGE IRBI IR/ B AL - i
FERHRFAE RN R 1630 H1 535 38 A8 X EERR SR AE R
CLMAESET ~ MIBHE ) » 1F R BBl o i Es
(PRI - THA FRERG 4 42" -

HhAm

PR X 4

(= )FOURIER FFZERFEER !

48 5 W statin B & evolocumab f H &
LDL-C H 92md/dL [5 % 30mg/dL » [fij statin &
FiAH i LDL-C & G584t - VLR 56 mg/
dL ( i 59%) » HAEWFZE AR IR R E RIS
NEs IR -

B HE26 i H R SRS oK fE R SR £
I GBS 2 AR 3R 47 5 Ry 9.8% B 11.3%
(P<0.001) » [BE1E 15% o 7 B S8 K ZAL B A RoL
MEFEL COIMESET ~ FEEZEN: MIFIFEERGBE
PR R ) AR5 Ey 5.9% Bl 7.4% (P<0.001)
R 20% 5 Bl [tk [RIHRE - MRS b L 43 1) 9k 4
27% F121% ( #&$9 P<0.05) - FfH = KIFR TR
535 Fs 3.2% Bl 3.1% (P=0.54) » LMEIETRS>
ARy 1.8% B 1.7% (P =0.62) & H B4k » (R —)
T8 LRI PR A B R IR BT R — B &
e T RamE statin DURANEYEHR LDL-C
7K #E (<80 F >109mg/dL) - [F] B Bl CTT # &
S AT RS SR AEST L ¥ BHUR evolocumab [REAK
LDL-C Mg 5 B O 1 DR A I R AR E statin 3%
5 - FEEIGHROEHERF AL & - evolocumab

27,564 fifs &ML 40~85 B 0 EF RS hERE

(B4R CIRE ~ FREFERGES 0 FERE)

l

ir % | & oy statin & K L

>20 mg atorvastatin £ [ % 5% & 93 i statin(j £ & ezetimibe)

l

LDL-C270 mg/dL &' 2 HDL-C=100 mg/dL
Triglyceride< 400 mg/dL

A R

N=13784

Evolocumab SC 140mg Q2w or 420mg QM

L

% BAEHRER

N=13780

Placebo SC Q2w or QM

4
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Outcome‘ Evolocumab Placebo Hazard Ratio P Value
no. of patients(%) (N=13,784) (N =13,780) (95% CI)

BEFEE 1344 (9.8) 1563 (11.3) 0.85 (0.79-0.92) <0.001
R R 2B, 816 (5.9) 1013 (7.4) 0.80 (0.73-0.88) <0.001
DIMETEE 251 (1.8) 240 (1.7) 1.05 (0.88-1.25) 0.62
2 RIZEC 444 (3.2) 426 (3.1) 1.04 (0.91-1.19) 0.54
CTTC #3& Fmsen) 1271 (9.2) 1512 (11.0) 0.83 (0.77-0.90) <0.001
LU ZE 468 (3.4) 639 (4.6) 0.73 (0.65-0.82) <0.001
FE, 207 (1.5) 262 (1.9) 0.79 (0.66-0.95) 0.01

FEREE R XD ST ~ MI > [RATRE MO ERE ~ Hh A EBGE IRENIRITE A - K E RS R AR L M 5E

T~ MI B, -

* Cholesterol Treatment Trialists Collaboration (CTTC) #3453 B EuFE OIS IEL ~ FEEFE MI ~ H il 5 el TR BN 145 Bt

B M CRAEVE 88 5% Kaplan-Meier fHifi
R5r B - AR5 3 AR R A E] 2% -

IE4h » evolocumab 3 #7822 2
FOMS 321 » BT SR I B 25 LLAh » AR AA]
PNRIKIE ~ BRERNRKIE - AR - #r8hEiR
5~ IHHSERAITIRES S B LR RHAR DL - ()

(P9 ) FOURIER I &R

FOURIER Hff 42 & 77< evolocumab ££ B 552
A BOH & statin JG RV B - A FOKE R
LDL-C - fi HE R H ATy HARE » W B8
RO M S B - IR AR MNIA RIE -

+ FOURIER MERRMBIAHNESE
(— ) IEEEEERrBiER

FOURIER #5554 IMPROVE-IT fiff5¢t4
IR EREEER » BB statin ZEBEY)VAHEFELL -
PCSK-9 I evolocumab 7F 5% 3% [#:{f, LDL-C
AYTEIIRE » (R AT DA 20k £ 2R RN
AUBSAE » T HAEBEAS S T CRP (B Mk - 5k
[ 5 T #8405 IMPROVE-IT WF5E 2 5o M [
B 393k 4 G » FOURIER T 52 (6 255 [E i E
PPV E ST - 220 i BT A i
5E o 4 1% LDL-C {H {5 n] 4 ] B2 2 {F Ky statin ~

ezetimibe K7 evolocumab [AJBERERLIEHE -

(=) MR E M E T ERAVFE LDL-C 1289
Bl 3591 3% 5 LDL-C<70mg/dL ¥} it LE % -

#&_ : FOURIER RANRIFREBRERE[ER

NEAEA Evolocumab Placebo
AL (%) (N=13,769) (N =13,756)
e E A RAEH 3410 (24.8) 3404 (24.7)
P K LT 4 226 (1.6) 201 (1.5)
ST e 296 (2.1) 219 (1.6)
WL PIAE R 682 (5.0) 656 (4.8)
1 e 228 (1.7) 242 (1.8)
BrARERIA 677 (8.1) 644 (7.7)
AL 217 (1.6) 202 (1.5)

GPT KA IERHilE 3 % 240/13,543 (1.8) 242/13,523 (1.8)
CPK AFATEHEEE 5 £ 95/13,543 (0.7) 99/13,523 (0.7)

IMPROVE-IT Hff %2 g8 75 LDL-C [ % 53.2 mg/dL
T — 2 fE %5 V7 ; FOURIER TfF 52 f5 5 HI 4 4

PHEARE LT 5 B - B T EE R
F] 30mg/dL » fRRIRHE TR - TIREREAEE
& 5 o AR HI LDL-C 5@ ] LIFF 2K - H4E
AR5 — R YA statin JEHEGREE ~ A
LDL 7k #Efy 3RS - BEARMERING AHE BMEnH
FAE > {H LDL-C [ef SRy B E R RIS 21 T 58 4T
HFES T A2 2 -

(=) HERFERRER R RIBERREERIR
I

AR 4R » LDL-C [ HEE & R
HE—3 T I ERTARZ? LDL-C Y48k ¥ B |
PRBEEE - HHH EAEE " 8REdr
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(FEFAFAERE ) » (BfE— C#iE A "LDL-C K
— by BT E SN o KBtk % FOURIER
5% - BEEMAERR IR 3% %] LDL-C IR{ERI B E )
JEORAYE D - ALY E 2 A statin - {HE
BAE 18 A 52 AERY ASCVD j5 A (LDL-C = 70mg/
dL) J& 75 & 52 75 i A PCSK-9 #1171 2 th3F
EEESEIEA BERIRST - B BWAE
o TR L B RIEEER  BE
R AY 5 B - B35 E 9] LDL-C H AR —
FEAE 160 EME A 70mg/dL A & —Ft iT AT © 5
REAN S B AR A Ak 3R AR » 20T B A 358
i R B S A TR GE RSB IR B AG  BAT - BEAR
evolocumab J& ELfi /L I E T [A) 45 S HI BT » 1R
RS H R 2 B~ B LI R
AE T =R RTEIRRS M AR R -

="' 4S5+ TNT 2 FOURIER f# 72 LLER

HhAm

PR X 4

7~ FOURIER M7 ARF1E AV SR REFN R AIE
(—)FOURIER MR S TR aHs
CTTC ¥4 43 #7158 LDL-C £:[#1E 38.7mg/
dL - F S S AR 22% » {EAfF5EH LDL-C
B T S6mg/dL » - LK BE RS 4 A T
15% (& LLPIFERLIR D 31%) » B AR ERET 2
HE G ARE » KB CTTC $4 0072 5 5B
HAMY RIS > i FOURIER RS2 {E:BHE 26 8 B -
HR R FE R B RS X B BB (LIMAE 56
T~ JEBGEME MIAIFEBBEE R ) - ERIFZ
LE B BEENAE AR T RIZR - 2 %
AEHRYK A 20% » 3 AR IRE JR B A 33% o T IR
Zeis EAEILEY 4S% F TNT W52 ' lUkS RNE %
H(EZ) o HEEDLACS BIFFesis (353550
HEE ~ BRI ) 1Y IMPROVE-IT ffF42 - 4l

# T8 4S (N=4,444) W5t TNT(N=18,469) fijff5¢ FOURIER(N=27,564) #Jt5¢
CAD Clinically evident CHD ASCVD
WA (prior MI 79%) (MI 59%) (MI 80%)
Ve Simvastatin 20-40 Atorvastatin 80 mg vs Evolocumab vs placebo

mg vs placebo

Atorvastatin 10 mg

LDL-C /KHE#E. (me/dL) 190 — 124mg/dL

101 — 77mg/dL

92 — 30mg/dL

| 66mg/dL | 24 mg/dL | 62mg/dL
152 - 532 (0,
FREELER (0) 35% 24% 59%
JEHEAR (4) 5.4 4.9 22
EeC el All cause mortality Death from CHD, nonfatal MI,  CV death, MI, stroke,
fatal or nonfatal stroke or hospitalization for unstable angina,
resuscitation after cardiac arrest ~ or coronary revascularization
RS 8.5->5.0% | 30% 109 —8.7% | 22% 113—>98% | 15%
p =0.0003 p<0.001 P<0.001
RPRREL Coronary death +non- Non-fatal M 6.2 — 4.9% CV death, nonfatal MI or stroke
fatal MI 1 22% p=0.004 7.4—59% | 20% P<0.001
l 34% 28 — 19.4% Fatal or nonfatal stroke MI: 3.4 vs 4.6% P<0.001
RS p<0.00001 3.1>23% | 25% p=0.02 stroke : 1.5 vs 1.9% P=0.01
T 1! i
e S
T i v = s
™ 2% e
Kaplan-Meier fi% H R gy ’ g A el AT
p HIESS i. E.. 0.5 ;__.’,”_/
- SRR
S o1 1 HE--
] i

¥ H
.

PSR AE = (E TR E TSR AR 2 1 ASCVD ( ZHeH LILBEZE MIJE S ) 8 - AERERRIE GRS LDL-C H

R -
4S: the Scandinavian Simvastatin Survival Study.
TNT: Treating to New Targets Study.

FOURIER: Further Cardiovascular Outcomes Research with PCSK9 Inhibition in Subjects with Elevated Risk Study.
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FEIF 7 4 $27R LDL-C [FiESE/]N (23%) FFEE
F I A BEBEER 2%  LDL-C BHEAREAE (59%)
e E R o S E R R E TR
G (Anf AL R R B B 1S 40 L B HEAY 0 11552
s (2 FFRERCBEREAL 20%) o

B EREER KRR KRERK
M o HEFE PROVE-IT TIMI 22 WF5ELLRY
s AL statin 35 B 1 SR 33 B R AL 2 [R] BLCs [T 78 38
R - GRS 8 & i T B
BRI P SERH SRR » T 5000 1155 S5 508 ok T
o ARIFE IR E B R AR FHBA S eSS JE H 58
= (92% W EBE P/ MR EEY) - 75% BB
FH B- 252 BEBHER ] - 78% B AR % - %
TR JIFHNEIRE - 2EEEICE A T statin) > 7E
SEREIEGL T o R MI AT R R - 6 e A
MR EEER R BP0 Ry 22 22 - MR KA TERA
FE A 21 4S BF9E (37% 14 H 3 (i P/ i
25 » 57% BHEHEH B- Bz ielHER ) - LDL-C
[E FE IR - R RSB SRAE T 5S4 4E2

(= )1 #&BH FOURIER M BE B FERS R R 15
B2

T M AR IE B | AFEIERY 12% BY
TOEN 1 FEDIRIY 19% 5 [EIBEHY - B SRR B4R B,
JEBS BRI AE 16% B IN2E 25% o BB I RGEHERE
fEl4E & - Kaplan-Meier B #R @M 43 B - [FRTS
DAEAH AR GBS (WF9E5 5245 Ky ASCVD) R
EZLF > 4S F1 TNT 92T Kaplan- Meier i fi#
EBAOE—FBA 535 W B F WK iF5ei
&AL T 5.4 4EF1 4.9 5 > 1fif FOURIER R 52 &
HE 22 FEMFER (£2) - KB A 2 F£5% K
ARG R IR AN iR — i B E R K3t
Frlae FUSIF R R - SRR statin 32
& PCSK-9 #Il7] - HAERRH - BRI A Wi
P LDL-C 7K HE [y AL 4% Bot i ot iR T s
ARSI o W TE L R R R A - RSB
2235 GLAGOV 5% » 1R F statin FYESRE -5
HiFEY 1 2k evolocumab & LDL-C 7k #EREZ 36.6
mg/dL - FHIRZEREEIFHAY 93.0mg/dL 5 HiEE 11y
R - [R]HRE o] DASEE — 2 /)N Bl A sk b B 35 T
0.95%>% - FOURIER Hff523 7& 223 E 1 B 0 2

REGERE] - KILLEE—1E 6,000 AL _EAYBERM:
AE RSB IE - MR s e k- H
XA 2R E B TR EN ASCVD i » 55—
[ B %% 2 1) ODYSSEY OUTCOMES fiff5¢ *3 {8
SRR RS - PSSR N EIEDBRY ACS
WA Bifseiiferhi R - ]2t P B R Rk
HIEE -

(= )PCSK-9 #I#E|5&3F#{E LDL-C R &4

H1FHESE
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Intensive Lipid Lowering Therapy in FOURIER
Study: Inspiring Results, but Needs Rational
Choice

Chao-Chin Chen, Meng-Huan Lei, and Wen-Jone Chen

Division of Cardiology, Department of Medicine, Poh-Ai Hospital, Lo-Tung, I-Lan, Taiwan

Low-density lipoprotein-cholesterol (LDL-C) reduction with statin therapy is one of the most pivotal interven-
tions for atherosclerotic cardiovascular disease (ASCVD) prevention and treatment. Nevertheless, a substantial
“residual cardiovascular risk” is observed in patients on statin treatment, even undergoing intensive statin regimens.
Furthermore, a sizable proportion of statin-treated patients do not achieve recommended target LDL-C levels, and
some discontinue treatment owing to drug-related side effects. Therefore, additional pharmacological strategies
beyond statin to treat dyslipidemia are needed. It has been proposed that lower LDL-C levels than those currently
recommended may provide additional clinical benefit without adversely impacting patient safety. In extending this
concept, the proprotein convertase subtilisin/kexin type 9 (PCSK9) inhibitors alirocumab allows patients to achieve
very low LDL-C levels in phase 3 trials, but without outcomes or long-term safety data. FOURIER was a dedicated
cardiovascular outcomes trial that tested the clinical efficacy and safety of evolocumab on a background of statin
therapy in patients with clinically evident ASCVD. The inspiring results of FOURIER trial are likely to impact on future
treatment paradigms. However, since FOURIER trial fell short of expectations about it’s cost- effectiveness, whether
itcomes toimplement the trial results into clinical practice is highly concerned. (J Intern Med Taiwan2017;28:261-270)



