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Others including TG lowering therapy

= HiSE2 ZHEZE
S4XIL0] 500 mg/dL 0] &0 AL SHHEAHO LS st ZUMOI FESXZ A HES UM | A
= Al&tet 212 A1t}
SEXL0| XIHHMOZ 500 mg/dL 0|2 AL, S| ZEE Aot UHIZE [HEIM QEHIE la A
Jgqetrt.
SHIH0| TIHH2Z 500 mg/dL 0|40 AL, S4X|L TEE At AH= QHIJE-3 X|HAS la A
J1g4etrt.
SATIL0] 200~499 mg/dL Q! AL, HI] LXIXC XITE SH= HAE ME2H AFTH Tt
LDL SHAHES EEEII Oiote = 2= Zi0IM, 012 Yol SLUMHOE XX MBSEHM 3 A I A
EIe =S XS E HIISH}
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DEYTYES XIZ(2) - LY 200~499 mg/dL

» QUEOE XX S N2 A2 A-dTE 1dot0 LDL 2 AHZE SHXI0 =6t
ot AEHE =X E At (I, Al

« X Xz SHE HAE A2 A0 Dt LDL SHAHES SHA 0IMCE E3= A0IH
[I, Al, 01Xt SE= non-HDL E2HAHIES SHXI 0|22 =Z X ESHL. [lla, B]

« X=X desd M0 AR HEXI=E Sot0 LDL S2HAHES SHX 0|MC=E Zdct 2H=, S
d X101 200 mg/dL 01 0IHLE non-HDL Z4IAHS0l SHXI 01&01H, SdXIYE HotAlFJ -.-IPJ

= XIEE 04 e = UL [la, B]

E = =
= SYTE XEE Aot YN = DIEE L QT [lla, B] E= 2MHJH-3 XI24HIIb, EIS AF=2StHC
» SHE0HY MEMEB0IL B 2T MESE HM U AEE E9F SH KT 200 mg/dL 01&9] 1
ST S0| XSS O, A0 (S Aotk EPAQL DHAE Zgtst @HIJ-3 X|IHAIS =T}
Eool= S g & UL [lib, E]
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« ISHTILES S XM Icosapent Ethyl (IPE)9
S R0| S0 CHSE 2EANE 3¢ EAE
e

« W2 ZihE 4.9, 81788

= [cosapent EthyI(IPE) 4 gvs 1—I Of+

= [H&: 43 0|4 AEHE XIZ F0! LDL ESHAHE

Olds 5XJH41~100 my /dL°I HEtS S=3

A7X18F 150~499 mg/dL O St
« UXEHS  HHBESOZ O
H

T - O=

O OO Sy =9
E= 0l S0tHM SAIZO MEl 2SI H

El:l EBELooO HOo —
= 21 YUE 1K SEE DY E 22%, Icosapent
Ethyl(IPE) 4 g 2 17.2%, &HASET 25% ZA
(HR 0.75, 95% Cl1 0.68~0.83).

OF 0I5t AHL, HIXIHX
ASZME HINBE L EE0| S, DA U
=

A Primary End Point

Patients with an Event (%)

No. at Risk
Placebo
Icosapent ethyl

100+ 30+
Hazard ratio, 0.75 (95% Cl, 0.68-0.83)

90 P<0.001
30 20 Placebo ,»**

o4 | e

Lot Icosapent ethyl

60 104 ‘0'4‘

50+

404 0 T T 1 | T
20 0 1 2 3 4 5
20+

104

0-

Years since Randomization

4090 3743 3327 2807 2347 1358
4089 3787 3431 2951 2503 1430

N Engl J Med 2019;380:11-22
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- MBI QST D2 LDL SUAHSS SEX 0I6H2 H&E H0ICH [I, Al
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Ie&lAr QEH(Fibric acid derivatives)

- IESMTWSE K20 2] AFREI= 2HHI0ILL.

- THEH SZ LDL SYAHS0| ASDESHY Y =Q YSOITIE2M QIME|} LOLL X2
M HANM AEEIS E510 6] LDL SHAHIES ZHAAZ! 012 0T HES| D0 =
Mol At XSO XEEQS L JF g & et DM X9 S0 JfM0] Z X210 QUL

= [IHElAM Qe ISMATHESH =02 EHOFAHLE, AEHE DN HEGHH EWMSH.
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MeEdLt QEH O XI2Z0ot= it

« SEXYSE 25~50% JHES dANE = U1, 8120 s =2 E2 O 2 HH0ILC

= HDL S AHIES 10~15% Sk SHIF|I=0 S3X1E0l =1 HOL S AHISE0| = &
L0 o 201

« LDL S AHIZN et 2= OFetdl, LDL E2HAHIER =2 0= 5~20% ZHA A
LI, S3XI&TH0| == 30U = LDL SdIAHIESE SIHIZE = /1, BF =2 ER0= H

Shb A9l QiLk Mt SdXI20] == ST U= R FEotL
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@MIJt-3 XAt (omega-3 fatty acids)

= QM JF-3 XIE 8 n-3 polyunsaturated fatty acids (n-3 PUFA)E E4XO=E BEE= 0|8
OF, EEZ= ME 29 alpha-linolenic acid (ALA)2t HILH 4 Q2O EPA S DHAJL
OIEI.
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« VLDLO| LDL SdIAHE=Z Metkl= A
= 20IJt-3 X822 Xzodl= 8
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QI3 XIELt9] X2 Zot= 1t

= ST 24, HDL E2HAHIE St

= LDL SdIAHIZ St

Effects of intervention on median lipid concentrations

Analyte® -3 fatty acids (n=19) Placebo (n=21) Between 1 group P with
Rx4
Baseline With Rx % Change P* Baseline With Rx % Change P*
TG 9.0 (801) 5.8 (512) —38.9 0.001 8.8 (786) 7.5 (664) —7.8 NS 0.001
Total choles- 8.4 (326) 7.5 (288) -9.9 0.004 8.5 (328) 8.5 (328) —5.6 NS 0.099
terol
HDL-C 0.44 (17.0) 0.47 (18.0) +5.9 0.057 0.46 (18.0) 0.41 (16.0) —-59 NS 0.023
LDL-C 1.1 (43.0) 1.4 (53.0) +16.7 0.007 1.6 (60.0) 1.5 (57.0) —4.2 NS 0.013
VLDL-C 4.8 (185) 3.5 (136) —29.2 0.001 4.6 (179) 4.6 (177) —73 NS 0.002

H.J. Pownall et al. / Atherosclerosis 143 (1999) 285-297
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L] B ElAH(nicotinic acid, niacin)

b2 [J0|0HIORE SR}
=2 ZJHII= ST IR Z6HH,

 LDL EdIAHIEN S3XEE Z2A71H HDL SAAHSE S

« HIEFRI BO] 22! LIZHE

LP(a) ZEAAIZILE
« JHDL EHAHEES X ISHXUESH S0 & AL, =84 O4XNEESHE 201
ol ok=0|Lk.
« AEMEI EE E0SE ARSI Y&HOI M2 HM 20 IR D BX20| SIF6HALCH
D= A2E & U= WS01 8l 8=, O 014 20EX| =L
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= HESYIUSEIASEHAH US [ (200 mg/dL 014) HX 01X Q1 2191 81 TI=[H A9
0|&S oA £+ U= SUH2 ZHIJF A=K &2lot= Z210]1 =0t

- ASSd NYUski [HE KA=XE2
1) SMTIE S& 200~499 mg/dL: MBS JHM SHE SMT St 200~499 mg/dLOIH M

> =2

LDL SUAHZ0| SHEI0 A4S0 = L, UAIHOZ LDL BYAHE ST SHXIK =
7| ok AEMEIS E0k5H= 248 AIBHL

2) S8X1E Sk 500 mg/dL 0l &s: SEXIYSTIHISHOE 500 mg/dL 012! 2L, MEE
= Mot Yol ME2L QEHLE QHIE-3 X2t SO A=X=E AEol= AS 1d{sH.
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