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Abbreviation

oFol

4D Study Die Deutsche Diabetes Dialyse Studie

AACE/ACE American Association of Clinical Endocrinologists / American College of Endocrinology

ACAT acyl CoA:cholesterol acyltransferase

ACC American College of Cardiology

ACC/AHA American College of Cardiology/American Heart Association

ACCORD The Action to Control Cardiovascular Risk in Diabetes

ACCORD-Lipid Action to Control Cardiovascular Risk in Diabetes-Lipid

AHA American Heart Association

AIM-HIGH Atherothrombosis Intervetnion in Metabolic Syndrome With Low HDL/High Triglyceride: Impact on Global Health Outcomes
ALERT the Assessment of LEscol in Renal Transplantation

ALT alanine aminotransferase

ASCVD atherosclerotic cardiovascular disease

AST aspartate aminotransferase

ATP Adult Treatment Panel

BIP Bezafibrate Infarction Prevention

CARDS Collaborative Atorvastatin Diabetes Study

CARE Cholesterol and Recurrent Events

CASHMER Carotid Atorvastatin Study in Hyperlipidemic, Postmenopausal Women: a Randomized Evaluation of Atorvastatin versus Placebo
CK Creatine kinase

CORONA Controlled Rosuvastatin Multinational Trial in Heart Failure

DHA docosahexaenoic acid

DPA docosapentaenoic acid

ENHANCE Ezetimibe and Simvastatin in Hypercholesterolemia Enhances Atherosclerosis Regression

EPA eicosapentaenoic acid

ESC/EAS European Society of Cardiology / European Atherosclerosis Society

FH familial hypercholesterolemia

FIELD Fenofibrate Intervention and Event Lowering of Diabetes

FOURIER Further Cardiovascular Outcomes Research with PCSK9 Inhibition in Subjects with Elevated Risk
GDM gestational diabetes mellitus

GLAGOV study Global Assessment of Plague Regression With a PCSK9 Antibody as Measured by Intravascular Ultrasound
HATS HDL atherosclerosis treatment study

HDL high-density lipoprotein

heFH heterozygous familial hypercholesterolemia

HMG-CoA 3-hydroxy-3-methylglutaryl coenzyme A

hoFH homozygous familial hypercholesterolemia

HPS Heart Protection Study

HPS2-THRIVE Heart Protection Study 2—Treatment of HDL to Reduce the Incidence of Vascular Events




Abbreviation

REl Abbreviation 0 O *

IMPROVE-IT IMProved Reduction of Qutcomes: Vytorin Efficacy International Trial
JAS Japan Atherosclerosis Society

JELIS Japan EPA Lipid Intervention Study

J-STARS Japan Statin Treatment Against Recurrent Stroke

JUPITER Justification for the Use of Statins in Primary Prevention: An Intervention Trial Evaluating Rosuvastatin trial
KDIGO The Kidney Disease: Improving Global Outcomes

LDL low-density lipoprotein

LDL-C low-density lipoprotein-cholesterol

MEDPED Make Early Diagnosis to Prevent Early Deaths

MRFIT The Multiple Risk Factor Intervention Trial

NCEP National Cholesterol Education Program

NCEP-ATP Iil National Centers for Environmental Prediction - Adult Treatment Panel lll
NCEP-ATP Il National Cholesterol Education Program - Adult Treatment Panel lll
NPC1L1 Niemann Pick Cell 1 Like 1

oS Lo TS ettt ) ot o s st
OSLER Open Label Study of Long Term Evaluation Against LDL-C Trial

PCSK9 Proprotein Convertase Subilisin/Kexin type 9

PCSK9 inhibitor Proprotein convertase subtilisin-kexin type 9 inhibitor

PPAR peroxisome proliferator-activated receptors

PPRE peroxisome proliferator response elements

PROCAM Prospective Cardiovascular Munster Study

PROSPER Prospective Study of Pravastatin in the Elderly at Risk

RXR retinoid X receptor

SANDS Stop Atherosclerosis in Native Diabetics Study

SCORE Systemic Coronary Risk Estimation

SEAS Simvastatin and Ezetimibe in Aortic Stenosis

SGA Small for gestational age

SHARP Study of Heart An Renal Protection

SPARCLE The Stroke Prevention by Aggressive Reduction in Cholesterol Levels
SREBP-1¢ sterol regulatory element=binding protein

SU.FOL.OM3 SUpplementation with FOlate, vitamin B6 and B12 and/or OMega-3 fatty acids
TNT Treating to New Targets

TST Treat Stroke to Target

VA-HIT Veterans Affairs High-Density Lipoprotein Intervention Trial

WHO World Health Organization
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H 1-2. Korean Heart StudyOll A &I E2A I&ieolo] w3 =?

] 1.2) 8 = (95% A1 =77H

2= A3 aql E e 5|eA =2 A4
T oo e Rkl L3 b kel v
WA Eet Normal 1.00 1.00 1.00 1.00

Prehypertension 1,30(1.16-1,46) 1.40(1.27-1.54) 1.45(1.25-1.68) 1.31(1.23-1.39)
Stage 1 HTN 1.73(1.53-1.97) 2.00(1.81-2.22) 1.94(1.65-2.29) 1.82(1.71-1.95)
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240-279 2.20(1,93-2.50) 1.37(1.23-1.52) 0.82(0.68-0.99) 1.42(1.32-1.53)
> 280 3.53(2.83-4.40) 1.54(1,24-1.91) 0.55(0.33-0.91) 1.72(1.50-1.98)
HDL S 2HE <35 1.00 1.00 1.00 1.00
35-44 0.67(0.58-0.76) 0.76(0.68-0.85) 1.00(0.82-1.23) 0.76(0.70-0.82)

45-49 0.57(0.49-0.66) 0.73(0.65-0.83) 0.98(0.79-1.21) 0.69(0.64-0.75)

AAA,_\
NI NN

50-59 0.46(0.39-0,53) 0.69(0.61-0.78) 0.98(0.80-1.22) 0.64(0.59-0.69)
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oz &t Normal 1.00 1.00 1.00 1.00

Prehypertension 1,57(1,21-2.04) 1.36(1.20-1.55) 1.73(1.42-2.09) 1,38(1.27-1.50)
Stage 1 HTN 1.94(1.47-2.57) 1.78(1.56-2.04) 2.54(2.06-3.12) 1.69(1.54-1.85)
Stage 2 HTN 3.04(2.27-4.07) 2.63(2.28-3.03) 3.08(2.44-3.88) 2.40(2.17-2.65)

Zd2EHE <200 1,00 1.00 1.00 1.00
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45-49 0.88(0.58-1.33) 0.77(0.63-0.95) 1.03(0.71-1.51) 0.89(0.76-1.03)
50-59 0.68(0.45-1,02) 0.68(0.56-0.83) 1.12(0.77-1.61) 0.83(0.71-0.96)
> 60 0.52(0.34-0.80) 0.60(0,49-0.74) 1.00(0.69-1.45) 0.72(0.62-0.84)
E4 H&<1 1,00 1.00 1.00 1.00
W75 1.19(0.79-1.80) 1.06(0.86-1.31) 0.86(0.59-1.24) 0.98(0.84-1.14)
s 2.00(1,43-2.79) 1.45(1,20-1.76) 1.82(1.39-2.37) 1.49(1.31-1.69)
SR 5 1.0 1.0 1.0 1.0
& 1.89(1,51-2.37) 1.88(1.68-2.10) 1.16(0,94-1.45) 1.59(1,46-1.73)
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2CV = coefficient of variation,

98D = standard deviation,
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2 seic Slo] Qelzek 2013 AHAACC 7ol =22l 9l ESC/EAS 7ol Sofelofi B A28 S o] #at 7
3o} 91K gfek’

Al
=

(1) oflx|

AT A AE thabol Gk F=0] @3 SRS HRARITE vlEREAoflA A5 1 kg 75hd G F/3AH0]
1.9% T= 1.5 mg/dL 78 e FFA3hefar 591 om 2% Al5-0] 5-10% 2x5HH EA S Ao] 20% F43tehe A9t 1Tk Ameri-
can Heart Association®f| A= @3 AW sieo] et Alsah s A Alrskal Qek150-199 mg/dLoH AJ%-2] 5%; > 200
mg/dLo] 2] 510%E 7.

Look AHEAD (Action for Health in Diabetes) 1GLoJ| 4] oL A] AgHA] A 3= Al=7=1) sh) @4 AL AAAF S
Preventing Obesity Using Novel Dietary Strategies (POUNDS LOST) &3-0fl 4] 271 A ekl 23} 31kl 21(15% vs 25%), A A 1t
AHH20% vs 40%), AR5 BT} TERBHE (5% vs 65%) S AL U] AR A0 B FAA) g ETH12-17%)
7R Z1efuh AR vy A/ ASte] mlERR Aol A AetaatE A7 F AR AT HEHE oflu A 2] 30% ofsh) B4 543
AR] 47} ZIHaL SFATEY Bonow?t Eckel = 119 $-of] A4 Ax7} grofe Aekpala A7 AR A3 Heh €74 54
AR 24 A7 E ZAAL shQIeE ™ TRk A|2% Wity S-S th 0 = 3 Aol A 2.8 AR PALE A3 ERE w 5.5 kgl AlF
429422 mg/dLo] A A a7 F UrEl T

Atkins diet, Zone diet, Weight Watchers diet, very low-fat Ornish diet®] 47}2] 2A}E 127§ L7 AASHRS ) FARSH A5 A
54873 kg) HATE" Atkins diet@} Zone diets 5 27] A7F AATE & A S92 sk o 127019 Fofl= -R-21%H Aol

7} Ak T ThE Ao A= Atkins, Zone, LEARN (Lifestyle Exercise, Attitudes, Relationships, and Nutrition), Ornish diets S A4
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4 + Atkins diet (4.7 kg), LEARN (2.6 kg), Ornish (2.2 kg), Zone (1.6 kg) <=0|%13L, % FAAA g it=
3-23%gIThs B a1 glrkt

(2) X1y
@© A

A AdFIo EA SRS RS g 197] Hto] vlERR Aol A AR -agkaakE A S A A5 e vl ek gle
o, A 517 5% S7Fe wf 25)2] EA FgAo] 6% SR Ao = BHRIE|IAL” ofof whet ATP T A= A E Algts
2ol Hastiet: J1efut o] - B At d= A A et ehaeshE A ST HER SRS AR 92 A
© 2 1 I E|]T} Women's Health Initiative -0 4] 48,8357 2] #7013 317 5-2] gt A Ao LA 3= &
7 /Aol VS AT QUTEE AAFHE 28330719 P ATE HERE A RN =1,213) Bl A = F 5= o] A Al F
(& ofluR]€] 32.5-50% A7 AR A3 (F olUR|2] 18-30% A|HhECH 84 S A A2 9.4 mg/dL (6.1-12.2 mg/dL, P< 0.00001)
HAAIZE A27 ity Sk 37 2 AR Aol A e 50 A A7 AR A F E € /9 E 24.8 mg/dL A
= A A B 2 AE HIAE whebA] A HE AVAIA ARk @] @4 A0l e e B e F AR A
FE A0 &2 JAJsHe S 5Foof $IT} American Heart Association (AHA)O A= 8% F/JA1H9] st=of whet Ad 3w
S Aoks}ar QIrh(150-199 mg/dLoTH F= o U] A3 2] 25-35%; =200 mg/dLoH & AfL]R] ] 30-35%).> Tt AT Fd=
Abofl Al T Q1] AP R T & oA 20% A m=0]H, 2015 T3] LAl FI7IE0NA 15-30%2] APAFE Harskar glo
bz o]l 2 APAHE Harshs Zlo] Add 2o = AZF:

eSS Ao &2 diAEh 60702 dATE HlERR AR Aute FUgH ol UAE AF Sk 204 1%2] fHstE-S
SR B2 SRR 7 s s Ak = tiAIstGlES W @3 F/3 AR ol 2442 19 mg/dL, 1.7 mg/dL, 2.3 mg/dL 345}
o, A0 2 1-2% S SAAY a3 A ATHP<0.001).2 2013 AHA/ACC Z]Z] ]| 4] Dietary Approaches to Stop Hyperten-
sion (DASH) dieto]l 4] & U AT 5 T3k 10% 5 = SAAHE% U= Ak 2% T 2 SR AR 2 2 T
sl 3 SAAR0] 10 mg/dL 748 4= QITkaL AJASFATE American Heart Associationol| A= 824 FA4xHe] Sszof| ul2} gk
3hE AF S AL )ITH150-199 mg/dLo]H &= of[UA] 4432 50-60%; 200-499 mg/dLo|™H F= oL Z]2] 50-60%; >500
mgidLo] 5 U 19] 45-50%) "

OmniHeart Aol 4 I 1647 ] ATER} A T IHHA] I8 ShAfol|A] ZSPAIAT Al ©hph2(F oA A9 58%), Tl
(- ol1U1712) 259 A} 4] T 50), RIS o1 9] 379 21% MUFA; 10% PUFAVS. 2 efflal 3714 A48 6
A5 ST NSRS A 714 AR I 6] A AL} 512 30g oAt Aol 52 BHpisick ol 2
SR 2 oAIEIe 1) B S4AMo] 21293 mgidl 7} 164 mgidl 4| ok Bhrsl B disIS e B 5
A|Hfo] ZaxsA] QFRUTE A58l 4], Aletpahe, AR A S HwshiS v 671 Fofl= Adrela AH7H 2% S48
= 22% A O 12711 Fofl= 2bo]7F QI

EmglEo] I A7 @3 SRS AFeAFIcHs A7) Eko) DASH, OmniHeart, Women'’s Health Initiative $3-0]| 4]
= BrdhE Ao 8% SRR o] QITtaL SHATE™ of2fdt Ate] E U= Aol Thil A3 ol &gt Aol 24
Ftk 2013 AHA/ACC Aol A DASH Aol - of U 4] A3 5 Sedha 10%E i 2 dixshd 973 54490l 16 mg/
dL Zaxgh = QIear AASFGITE American Heart Associationof| A= 87 /3 A1%0] “s-teof whef thillal 32 Alotsiar glok
(150-199 mg/dLOTH &= oL 2] 2] 15%; 200-499 mg/dLO|H = oY R 2] 15-20%; > 500 mg/dLO|H &= oL 2] 2] 20%).*

DASH A1AH 213} (615 8-105), A4 A1(615: 2-35), 25, 35, A, 7158 41081, Theesah 41417
£ a1 0.2 30 g9] Aol 2 oluA12] 27%62) A1 7% ko] TSR 150 mee] B el 19%52] TS
131 9Iek T2l olefet 4214 41317 4 % Aol $-017 2 ST SI9IEk ™ DASHE} OmniHeart Q1720ll= 30 4=
2Ao)-5-E& 358l 9131, DASH, OmniHeart, Women’s Health Initiative $1=2of| A] THl A A Z2R2- 3= o 2] 2] 15% o]AFo] ATk
A Q1 TR0l 4 2ol Ak, 1% 50) 41317} 9k TSRS o A1) 30-35%, ALE ARkl 417k % ol 12] 17-25%

—

S|

o=

o

=}

rir

=3
0z
Ral
[Tl
g
Ol
Rall
U
Rl
il
v
w



1l
kO
oE
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@ Z3}AHHAE

2013 AHA/ACC Aol A & U212 1% ESPAARS T HEE SEA AR &2 thA|sHH B4 A4 5= 71 2.3 mg/dL
SFELR AL BPAARS 5 o %] 9] 7% ook AJgtete s Harstal Qv ESAHAF A7 87 SR el mlR]= kol
AR TAE REsh B3 ZH|AH ol G| Am AR 98-S ol & ZIRHARY] FHeFo] =2 A
S5 59 HdF= Fol%= §tk American Heart Associationof| A= 8% S/ AH2] steof wfa} SR RAF 52 Aljtatar
ATH150-199 mg/dLoTH F- oA A] A3 2] <7%; =200 mg/dLo]H F- o[]S} < 5%).* T2 SIAAR} T |32 SEA AR
AF= 8F SR s ek EAIglo] F ol | A2 10-20%E A8k Qlok

/A2 353l HDL-Z | AE| 82 -2 SExjof| A TeHal-E-41(F oL ] 2] 54%; 8% SR, AT 3 SRR AR of]
U1R]2] 37% 2|5 22% MUFA, 8% SFA), Z5-11]=-2)(F of| L 2]2] 37% A9 16% SFA)S AHAIA S o, TS S| HAES A3
& o} ehpshEo U A S el S AR W) B3 A0 74%, 12% (P< 0.01) 3k eE”

EiAAHAR] FHeFo] 30-50% A =21 Al A H-g- £ Ero|uf nrF(stick margarine)2- TS SRR ARO[ TR HERE BHA]
HPALO 52 1% THAGFH B F9A0] 1% A= AL EHARAR] FR1 7HAES] AFHE Algtete] ESHAA AL

AHE AT 2 Ve
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oE ok

@ 2713 A4t

American Heart Associationo]| A= @3 S 2|99 Fieof uhe}l Q713 ZJakike] A3 AIjtsal Jrh(150-199 mg/dLo]
™ 0.5-1 g; 200-499 mg/dLoH 1-2 g; =500 mg/dLo|H >2 ¢).** Food and Drug Administration (FDA)oJ A &= &7 F/JZ]H}o] 496
mg/dL o4FQ1 79 S| 7}-3 A HPAke] AHF-S- 3]-8-5)al It YA AT-E T} 315 4 ¢ A 9] eicosapentaenoic acid (EPA) 2} docosa-
hexaenoic acid (DHA)E A F|sHd 84 FAAHo] 25-30% 4423813l EPA/DHA A3 E 1 g¥ S7MA1Z o @3 SA4R|wo]
5-10%4) ZFARttial shgith” em7h-3 2Rke] @4 SAA e A be @ SR o] & Aol Al B =LA vrehue
Q|7}-3 A[RARE sterol regulatory element-binding protein-1 (SREBP-1)] ¥F&-& 74 A VLDLE| &4 7HAA]7|aL LPLE] &
K2 27141 VIDLY] B3l S gk e 2] o
EPA A1 A BeFRE ol Bz} Holgor} B FA4R ol Solet BT} pioih?

om-2)a|o}A-2 EPAIDHA 9jo] 4124 oml7}-3 Apke 2 7529, ofoel s, 5718 3718, 55 5] gHrslol 9
£} ol el seo] 412 1R/} EPA/DHAR A1k} ebo} efsa|olito] B3 FAA]-S skl that ik 2 asfeks
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(3) EratE

@ Yol

A AolA9.9) HF7H B FHANS BEThE At Bk Aol AR BAAY BN 22 ARG Y
2 oo 2 ATEICkS A2 e TR 24852 o 304300 A Aol B8 Aol %, 584 Aol A B
FAAYI BF 20 JTUAS BTk AP G A4S O R T AT ek A

Keal)2 410} H-41(< 10 g/1.000 kea) 5T} 8 514 8% A ZTES TER4B12 DAl 4417} S5 Th431 214 4)
OV HlaF 7] AT = 1I9)OIATE A2 T 4] IOl §A] ML B FAAES 13% BaA7) = Ao =

et

o
B
k
1>
o
ox
Ho
1>
v
o
()
as
=
[
o

@ 9=
NHANES 1999200601 2J5}18 5= ol %] €] <10% =& A Fshs AdUn = 6.113)0f4 4 SAAY 0] 7178 wekon], d<

G A E 8% A O] 3 TE American Heart Associationof| A= &% F/d Ao whe} Tt A3 Alobs)



ATH150-199 mg/dLO] ZF oL 7] AH 9] <10%;200-499 mg/dLOTH 5-10%; > 500 mg/dLO|H < 5%).% 2015 3h=1Q1 FFA H3
7|20l M= F I AAFHE F ollU X1 10-20% ofsk= Algket A& Harskal QJrt

® YA 4/FE3HGlycemic index/Glycemic load)

A (glycemic index, GI)= 7|2 A B GH2 2G5} v ms}o] »E—x A 77180l vA)E R il & A Zlo) 2
H35}(glycemic load, GL)i= A132-2] Gx]4=0] B35 4373 (g) AT GLO & A4, 1Y, FH7= Uukzl o & ghRsly ]—Uﬂq—

A5 GESPT A 2S99 Q0101X]of thafA] = =2to] Q). L]—”  Nurses' Health Study@} Women'’s Health Study©f| 2]5}
Lalised l—’F/‘j—t% = 35 G4 SR Tk o] A QIHT AR S dASC 2 S AT E Ao A PR/
E10L B FAAY 57} ) HTTAS MO Tolal ehelA] 91 welo M Gl ksl B A B
ol SRAZ e A 251

Insulin Resistance Atherosclerosis Study |4+ % FAAA Y2} Gia} Aloloful ok AatA 7} 9190t Whitehall IT Study
A= BRIkt o] HHAIE HATE Cochrane reviewo]] 2J5HH 198210l 4] 20031 Afo] l ] 15719 249 Wil <
Ao GRIGT7EA FA Ol B AT kAL HATskl ot 2 W& AR EA SRS
STl H TSR WERZ Aol A AR A2 g Aof| His & é %*éxl‘ﬂo*% 6% AAAZ = HAL7} QlLony® A
23 ey B2 1620 Tk 2 DR AT} AR AL A8 ) B 2ol Slak Aol Uil etk ke )
2% ) Aol ) A\ alel g FAAe) BelAe 2l ek

@ T

DT} R RO Sl AT A T 4131 2 FR1NE S0l shrt® mEgs) slTah ) 413 AT
G A= B =AY 6071 A-S HERZ AR A 51 100 g o] I AdF= B SR e A o
100 014 M35 15 O 0.2 B AN I8 £90P, 50014 MG AT 0 FAANE SEOE o 4
SAZIEE® 22 ol Ak EA S/d A 0] 150 mg/dL o A1l AR Sl T:

ojEA| 0 2 it e AH= et BR1E SAI5IAL Qe TS SREBP-1c5 EASHA R . 24 ARP L 442 g
& A, TR TS AR SREBP 102 o) 2R T oA 4 9t

American Heart Associationof| A]&= &7 = 41]“ of| what dhd A3 Akl QIek(150-199 mg/dLeld <100 g; 200-499

rEF
o
03

mg/dLoH 50-100 g; > 500 mg/dLO]

U2 o] Qlrkar SRGLoLE e o4 g oo 2 B Aol 31 0.6 029] U
Sk eyt TRt AEe A13(1.22% 10-30 g1 B FAAMS 0]m 9 u]-5-Fexto] A

1=} = o] = K1 —]—1 3T

31 1 0z9] Y& 3= A FAAAHE 5-10% S7HAFATE et G388 F-8-0l= AltollA] 157 dFo] wol Uehy
Ul 43&F 502 stz 51 F 199 3 S/9AH 0] 250 mg/dL ool et Saig Ad3ol| 25t v A S A
2580 7 4 (lipoprotein lipase) ] g 7Hase]] &Jgh 7Hd 2o 2 9] #af) A ef o] ek whebi] E4 /Ao =2 A
2 A A2 18l 2SR AR e} S F 7 AR
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3) MHDL S| AHESEHS

(1) Aol B=F

2013 AHA/ACC 7ol =g}el K alof| w2 FFH AH|E 260 mg/dL v]9k LDL S AEH|E 160 mg/dL ]qke] bl=- A1 A] A
T2 IHE FAISHEA DASH AARS SH5E i, AR 2121 1990 nl5i4] AALS 37490 v wsto] LDL S| 28152 11 mg/
dL, HDL Z& A& 4 mg/dL 4aHAaL, S22 Hsk7E Qgleh vh, 53 9 wd3-S tid o 2 258 AAram
(Mediterranean diet)& T8} W, AAHESS SH4] ¢h2 74-¢-9F vl asto] @7 LDL Z|A81E HDL 28| A8 & 9 534
il mjAls b Atubet Zpo|7E Qlar Ak ge] §IieE 3 20017 2007 d0] =0l A chtit o]
AT 30 e = WEs) A ALaH(Baltic Sea diet, Nordic diet) 2} A S 2H-2 ek 9131 2H0] A 0A| S 2415 Ak el 244
F7t & Aol Al 28] HDL S| A Eo] E $130] & 2 2 B E Qe uheba] DASH AJARe M, A|53) AAkas], W
Elaf AR 5 57 AR O HDL S8 28| 7w vtof) chgh ikt S Aab= glom, ojof] that Huehe AX=A] o
Qe

(2) X2t
© Ex3}A4E

BBt R AF 0k olU A2 10%E B2 SHA AR 2 A (T YB3 SEA1 Y 8%, TH HEE SFA] R 2%)8F DASH AJARQH2- o
HE DASH A& RS 91 7921 H] 1L A] LDL S| AE| &2 H|5:3h % = 7461900, HDL Z 3| A8 E-2 1 mg/dL 5715815 0,
SR 16 mg/dL AT T3 AJ91E A & Bt R i E 3ok oluA| 2] 1%E T UELSAIALS &2 TR A
LDL S| 48]2-2 03 mgidL 714, HDL 2|48 22 03 mg/dL 27k 43S 17 mgidL 7451900} E3 o7 2w S
©.2 tjA] A] LDL 2T AEZ-2 07 mg/dL 74, HDL 2| A28 0.2 mg/dL 27}, 2R 2.3 mg/dL 24515t 02 27
£ 2013 AHA/ACC 7ho | =2iRlofl A= BhabEa A58 ol X]2] 10% = 1% S S X HPALe 2 4] A] HDL ZFAH1S
0] 2} 1 mg/dL, 02-0.3 mg/dL A= Z7}sH= A0 2 Alokalal 9lrk 2013 AHA/ACC 7ho] E2}olojl A= AHDL 2| A8 282

off thgt ek AAdal= 31 eh kot A ollu#] o] dF-E S oA Ake 2 giA] A HDL S| A8 E i av-E 7he

RS Hde 2 23R HEe 2 HE] A6} o WA 1% 5 ©rdhE, TS 2 S s T HE S SR HARS. 2 ThA]| A,
LDL S AHE-2 9F 1.2, 1.3, 1.8 mg/dLA 7k451%al, HDL S AEE-2 9F 04, 1.2, 0.2 mg/dLA] sttt 5, SRRk
sk AFNdA 9] 1% H=E Tpdlhs, G S22 oA A B T a2 SRS & oA A| LDL Ze|281E i1 o] A
+ 2O HDL Z| A& 7 B k= S 3161A] Hars]R] ohqlet:

4S o = EfAAMPEC 2R E AF5HE olU A 1%E AL TS S B v s ke = of
A A, HDL 2| 28|22 7}710.5,04, 0.5 mg/d LA 2748191, 2443 12, 13 mg/dLA 7H431giet’ v, Esf Az aparo &
e Ak ollu#]9] 1% 5 gHedtE2 tiA| Al LDL Z| 28152 1.5 mg/dL F2x5191 01 HDL e 28l E3 T4 o=
A7} IRITE 2013 AHA/ACC 7)o Egfolof A= oo] tfgh BT A3 UTARF-S ¢l oLy, T174=Z(strength of evidence: moder-
ate)o]] TH=H EgiAA|AEC = RE 3 6h= ofu#] 9] AF-E xRS 2 tiA]] Al HDL Z 8| 281 E A aE 7142 A
o Ay



(3) ezl

LDL 2| 262 130 mg/dL, HDL 28| 8| 50 mg/dL, 24214 100 mg/dL] AJ910]A] DASH diet 2 BH=3}-2& 43J3}= o]
UA19] 10%5 A2 i AlshlS wl, AR DASH AAE e wjol] B8l LDL E3|2H1E-2 3 mg/dL, HDL Z&|A8&-2 | mg/
4L, F -2 16 mgldL7} o] LS whebH Thyodois: 3 BhhBR AFIeh: ofbix|e] YR8 el s 2Le
LDL Z¥|2H1E ol 35 Houf; HDL 3| 2H1E Ziddoll= aap7) gls 202 Belck

4) AIATHES

F HAA o2 A EA Aeke] AARS T
kol TEt A E A gollM 7MY Z A

Sacks@} Katan”- A[H]g-of wh2 B3 24 2]3% W& éfﬁjl% AT ES A=
sfelo] 2 A% Hlg-o] 38% 2 SA-S o = B8k, 2|5 °
ZEAHE-2 7% F7 o= 71419 ZI7) Qlekar B stk

AF AAH 5 Q1 A1) S
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, 2,
A, ZE|Efolth 71 2 52 A AJF vleo l Eaole EekaL, GAE AR A3} SESEA| R AJFH 9] 24 o4

olt= Mo, tiit-E S SR T = SR Bl AR E 2ok Zloth o213t A5 4] AL el A FeEj7E 3
Al WA 788 43 e A2 789 B2 gt dtEollA A8 Ae] Hd=E HaARIv v dAjd 23E
& 25}l Qo] of2fet A S b FAR Al FYIES AA AlRYE a7t gtk €99 S5 EESIE

T AHERFO 2 AAH AL 1Y o] 2,100 keal 7|50 2 B 742 5.2 serving, Af|4x 4.4 s ervmg 5 75 serving, Z—]Z]H KR =
07 serving, 3 5L A3h7 0.7 serving 2 Mg FIek. o3k 45 AAtElo] vl E Bt 7bsF wat
ol 0.2 51100 4 ST LDL 8 HDL 518 -2 Moo 402 ek

ofefeh b 852 AR 2013 AHAACC 7 ol Sefelol bz LDL S8 8| 83t Bk 25HE 9180 214, 29, 53 A2 441,
71EF AL B AT A S Tiele) Adet defat 7] g gho] AT A& AW S 2 IS glom,
2016 ESC/EAS 7Fo] el A 49) B3 A1 428 /sl ] 918) 70 AF2ER A% 357 2L &7 LA 4415 4
159 R AFI 2 AFE S AlAsIH, 2 7 %lo] #419] 7150 S0 AR ARl S ThE o] 7He Blal ot

e}
ol p-2fufet Ao Bl 8. AEte] WA oA ES Ae]ehH 3 313 e,
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5) f2lLi2t AR S| £

SEuet AR AN 4 0.2 Sl TRt A RS o] 83t 4] FEH= R e EXS DAV RS R
Aot vl ThE 3t Y vlEa 7HAIA| Eek p-eluEh A1) A wharha T AR BlE2 66%: 15%: 19%S1 W, v]=
299012 50%: 16%: 33% = %—’;ﬁ}%ﬂﬂ]ﬂu H]-g-o] uj-o ch=c)

SRR AR E S dYA 0 7 WRGEE AAHE S ok B JUAR IR TSt oiAle) HulgR A

&3 AAIBIL =t & ol R]9] 55-65% [T Lefut =177t G2 AF AFR (20155 o8- H7Fell i, 27 vl gkt 9]
1 Abghe TR 259%8to] HJA) QAL 65% 2 Z kA AJFIBHE ARRE: 593%f o ek BBHE A7} ks 212 A% A7
AE 0 2 Frhs 22 ojulahzd), AR ofiz)oh A 7o) AJFAH= ot A B 125%, = 2 30%)S Bl
A k2] 5.0%HFoll =4 Y=t

TR AYAA] 52 BrhE AFE Eole SHoIA 2 ArkpslE AAP AR Tl ok A571A] A 2] st

H AekrehE A 2719 AlF ol 2a w22 SEAIRE 29 ol e 7R Aol M AdkathE AARel AR A4 A
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B3 HYNEL RS
ey oI A2 st Folsti 2
T e AL TeskA ol M3 S0t AFTo] BokA) !
RF/BR/UR - A - e 1), 2, SR WY, St 3, B,
- 3, 55 welFu %)
- 7187) e 4317 - bR A, T
- ae W HR - A SRR, 244, vol 5)
— tkzk
=2
SAE -SSR, AAY SR Y - 9% 2 AR
1 AE — A&, AHYRA
— A A= ~ ofo] 213
- 752y
LRE - BESAMAR S50, SEER, - vE, AV, REY, ol 4718
£1%, dEe, Sukebs - Az, AGE wHE Al Eay
— A A W e - Qg ok
= - 3%, 59 — g, nphRlo] 2AEQ W, o]
— A =EA, B2, A, R 5
— wtol, Aola, ®Y, WA Bt
= - 2 F AW AR S - 7180l ghe %, g4
Aa/mAR - AR AL, SR, T — S BE, A2, 39, Aot W7k A/
- 7 BAE Y B2 D)
/) et - AU Y, BE 5 - 233/ ¥ 24
- SALVIE, oS A A
#7114

= A A= AR S 2 B A g Qlepee
uka) 47k o) ol B 22 2| 3Eol| Tt AT-S- A T, 19661 E] 20116717 AR 237 2] AT ES
Sk AR A} 5 (SH45HE A 1l 45% 19 HDL B 28| S0t A1 42 Aol el uhe, A
TERY A3 v 30% v]9h2 S Z | 28|27 LDL ZY 2 H1E 74| of fabao]Q]c)!
SO O al e} ARl A QAFHA HEAEITE 200820121 U7 IOk R A} AFEE o] 85t o] BAEE AT}E A
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3) m|E2IA SEH|(Fibric acid derivatives)

(1) M2

v H Al s AT YA E S A=) 7HE de] ARSEl ofAlolth TR @5 LDL EeAE o] A Aol A
T8 HAIARA o] FroLf, 2 ol Aol M LBHE & So1o] T3] LDL S 2HES AR o] 5ot of4d3] |
oRlE A ETA A IHE A H =7 Lol mhef g gAY %«1 7o) 725 Qiek v HelAt Al e DA E S
of @50 2 F oA, B), SEFE T 8510 ol dtth(ITa, A
(2) SAL

R A 195008 kol 28 AEIS00), 1960K1e) 2 clofibrate} o A8 A AR AL A2kl
T 2285 Zolal A& 7F3FAIF] fenofibrate, gemfibrozil, bezafibrate, clprofibrate 5-0] 7HEFE|o] @AY 7ER] AF-g- 0|0, 1A]|T]
AANQ] clofibrate= F-2H-8-0 2 13} T] 0|4 A= A] Gh=Tk

E‘r‘ﬂi% XA =oR ‘”EW 0“’%‘ 21 ‘ﬂ*jd& A= 0”—4 3 2R =gAjof| &3 Eo] FA}F QIR peroxisome prolifera-
tor-activated receptors (PPAR)E ZHJSFA|ZIT) PPARE TFE 3 428491 retinoid X receptor (RXR)&} o|HESHA & P & &
o] HE-2- @ A9] peroxisome proliferator response elements (PPRE)|| 2g}5} 0] 324] 3-71212] HANSLEE HSIA|7ITE PPAR 5 71of|
72 TSI PPAR alpha (PPARq) o] AJchilo] et 5] BRIAT 4] 246 U leh S|HRIAL R A Aehi] 212 2ol
228 27715 AMHRORE SABH ofEAEh CIIT AR ZHAILE 2 SRS ol 71413 9z Alshale] e
2 S7MIAN FAA S T ARIE g A S £ 9 AcyhCoA TP E4:0) 807} TERla} 88 e510] 202 )
H

PR S AR S4stod, Aipa o= A ARMdol| o] 8= A S 24 Tl A9 VLDL RS AARIeE
Sl of Ak ALLF ATIS] AALS F7HAA B3 HDL B S5 RE S7HI7|3 S48 % S8 FsAo] &2 20
LDL (atherogenic-dense LDL)S 744417 LDL =-8A4J0f| tgF A% 21318-S 5 0. 24 LDLO] 0]3}5 2AAA 4 LDL 5=
AT AA| 2 B4 = A= LDL Z 8| 2H S0 -2 7 9ol o1& A2AlP US4 To] -2 7 9-ofl= LDL =¥ &

H122 371417 4 9100, 0] B ol thE opA|) Wito] a5 ek

(4) 8H/2E
Bezafibrate: 400-600 mg/¥, 1 1-33], 4]
Fenofibrate: 160-200 mg/¥, 14 13], )& ZA]
Al
|

Gemfibrozil: 6001200 mg/¥, 12 23],

(6) REZst 2t =t

TAAEE A vl 7P BRERL ool UNHA 0. & 25-50%7 18 A 4 QAL SAAM Y] S A9
a3zl HDL F| AH1ES 10-15% At 571171 57341 0] 331 HDL Fe|2~Hl&o) W 490l o &3}2jo|c} LDL
ZH|EE ol et fh= Theetd], LDL SEAEERE 2 -9-0lli= 5-20% A7 S/ 2 F9-olli= LDL =
HAEEE ST = QAL B 52 9ol WEE 719 glok wheba SR =R S7E0 Q)= ¢ fr8si,
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A= RS A0 2 5 7E =432 A} gemfibrozil 600 mgS- Y Foi gt 74-9- AETA A HE 7] 34% 746}
o}-Q1%]%) 0,15 19994 HEEH Veterans Affairs High-Density Lipoprotein Intervention Trial (VA-HIT)ol| A= o]n] 34514213}
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FLOLL w2 u]A|0E AN SR TAE AR B ol Xl Q1ITh o5 20001t Zuto] A 3B 6
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<= o]l fenofibrate= A S WA $H=E F-J5HA WA= FkGitt Ze|u iR 2 8Helet Aol A S/ Ao a2 HDL
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4) PCSK9 (Proprotein Convertase Subilisin/Kexin type 9) S|l

(1) M2
LDL 2l 2E|8& Wk Aao] A2 A3} 387 ol F7b4el LDL Ba 42 st adt
$3 4 G AR POSK9 S| LDL Fe 2812 27} 43 BT R A2S AR 5
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(2) X3
2] Alirocumab 2 Evolocumab # §-352] PCSK9 & A|A|7} European Medicines Agency2} US Food and Drug Administration_
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Alirobumab-2 0@ M 715/ N2 LEHEEF T S0 A @ e gHclinical ASCVD) ShAtofj A 22fof -0 & A4}
2 2|f-§-=Fe] 2Bl % &1L 55| LDL Z8| 2H[ o] WolA|A] oFot 71H4|Q1 LDL | &H|E Alsl7t B.agt
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Evolocumab= |G 7F5A4] Z | 2HE B A A S Q1 ShafollA] Arbzdi) 17 2B X mole &
794 5 801101 A0l QoA ok AULDL EASAE G RARBAA B Sl DA
QE i) w3t FHATA 714 1Z3H AH EE S (homozygous familial hypercholesterolemia)of| 4] ~E}E], of AEJn] B =
LDL Z¥|2HE AJ=2%1<(LDL cholesterol apheresis) 2} -2 2| 2 2 &= LDL | AH|E0] 73] WoA|RA] 9= H-- HEA]=
2 A4go) skl
whepa] Z|of7}1-8-7F(maximal tolerable dose)2] ABFE] T 4= ol A|E]n] B ¥k o] &= LDL Z¥| AH[Eo] F-23] Wolx|A]
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(3) Z&7 1M
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HlE g0 oAl B9 SRR ol A SAlEo v HEAe] FE R EAIEE WA EdlaEl S0 MM E R g
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Ao Aakshis A2 oAlsto] LDL 4-8719] e 271417 B B LDL 2|2 So] A7 E s s,

(4) 8H/8Y

Alirocumab:
75 mg = 150 mg Y3]-8- 9l = AP
A AR 27 A 0 2 75 mg E% 45 74 0 2 300 mg T 5FEAk
ZHo| & w7 9FoH 232 74 0 2 150 mg7HK] 7S

Evolocumab:
140 mg/mL Y38 AP U A5 3290 7], Ta= 420 mg/3.5 mL -8-219] A5]-8-on-body infuser with a prefilled cartridge
of] 255 71HA © 2 140 mg = S0t} 420 mg S i, 3] = Albo] S=AF
U3] infuser& F3f 420 mge 92 ool AA TSI 302 Uil 140 mg = Aot Al 2] 41
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(5) X|& st Azt
PCSK9 A A A~ A] 2FQlE 2|2 & T1-= LDL Z | AE|E 45-70% 744, ApoB ZeH 40-50% 242} B¢ Lipoprotein(a) 30~
35% Fa7F RIEIT) SAAR A ek 8-10% = LA 1o HDL Z2|2H|50] 8-10% /4551 ApoAl A[THle-4-5%
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(6) At ZAnt

27| S 1% AHE2-84)0l| M= A E A AL on| = A7t HATE|gl o o]efgl dto Alm A EHA| Abdo] WA &
grom 147|7He ZRokoh= o] Q13IL) Global Assessment of Plaque Regression With a PCSK9 Antibody as Measured by Intra-
vascular Ultrasound (GLAGOV study)of|4l+= @3] Z-33}H(intravascular ultrasound)&- 0]-8-510] Z2}2.2] E|glo] 75 2619
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St} Further Cardiovascular Outcomes Research With PCSK9 Inhibition in Subjects with Elevated Risk (FOURIER) $1-0f| AJ+= LDL
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[ AR o 2-E-(glomerular filtration rate, GFR)] 134~ -f-F-o} AFglo

58 AApo] 1 oA A4 A9 Aok o TAA 0.2 th0) 952 ERIIC
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A 2AJTAR]] oS Hol= 7%
B. GOl = HPAMS S 3= Al Al EE0] 9] -
C.HAMIEHA O 2 o[ S Hol= 75
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2) 84 U 8%

AP 60 mLimin/1.73 m OJAFS] B AASAHAIONA & AT HhS: Bk Al BT AT OPAIG ) A
o] 51§ FIck AFAIO & 60 mL/min/1.73 m” W]240] BH ARSI} T16-50] 2efel AL§ A] Qb o] chat ek A7t gl
) Q) S o] AR A Gl TSRO, 71 thit Aol 4] ARG el che Rk ol A9l T ol
FolHot5Y o0 20| Eolsk YHHLHEE 5.2) ¢, U opalofelol i 3 5:29] §oprt 4L §ol A LDL |28 %
o] 74 9 QAT B o] YRG0 T2, T 520k A GO 2 AT AL Tefstolof Tk 7 AtEl W YAOFE

S} =4S 5 5300 EAJSHc

I 5-1. MR|0{ bl HA

AR g T oA A mL/min/1,73 m?
G1 Normal or high >90
G2 Mild decreased 60—89
G3a Mild—moderate decreased 45-59
G3b Mederate—severe decreased 30—44
G4 Severly decreased 15-29
G5 Kidney failure <15

H 5-2, Q1 SR AASIRI0) Q101 ABMEIS| BE £0] 8&(mg/day) (KDIGO)"

eGFR G3a-G5, including patients on
dialysis or with a kidney transplant

| eGFR GI1-G2 |

U
&
Q.
<

Lovastatin

Pravastatin

Simvastatin GP

Simvastatin /ezetimibe GP

Atorvastatin GP

Fluvastatin GP

Rosuvastatin GP

Pitavastatin GP

~
3
(&)
=
S
Z

1) KDIGO, Kidney Disease:Improving Global Outcomes (2013)
2) GP, any dose approved for general population
3) nd, not done or not studied
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LoL-c [393

#2x

(%) [39-4

46-5]

Glucuronidation
(YECYP2C9)

CHAIZ =2

TR ZBH(%,

HIZ71(AI1Z

HEHE,)

HAHE=

Esio0
A%
)
1) 2|=29| 3t 22 40-80mg  2) 2=2| 51 2

—= = - H—od
O WP AT Ao BF A BAHE ABSHE Ao] o) 5] wgol Bk Al FAAL glck et 85 A2
AR ula A o] AL A4 AR HAteln] 35 o X WBFol WA A9, M IS AN F B &5, AFF

e, 2R /e A S 2] o) Fok o) ol o 4R UBE-S sk sk o) mgo Hlw HALE

© LDL 25 527} S8 o 7.8 2 hgiet i 2717} 3 o] LDL S22 Aple] Akt o] 9 27
W] w2 @ Ap7F EAstL, 2B Fol F LDL iEﬂiEﬂ 0] HUEHo| B £ QA AHE 7Rt 5 B3 HES)
02 BLAALE B A7 o] 9] LDL el e 8 Aot Sl Aol 7 ]e] ) Ak 7k epch e 3] &
35 adherencao] Thet B} BAg 79, F NS WS T, 7Je ol ol XA S| Abto] U 49, Ho
AEFE] 230 AJZRS 93] 504 n]wke] FErjol|A] 104 LH A8l BRI $(10-year cardiovascular risk)o]] Thet B2} H 3t
-5 2 Aol wiel e 2 A0S BT )

=

_u

(2) 21 BHAIEIBIXIO| Z2|AHIE Zot USRI

@ WAJAIASER o] Qloj A S| A1 E 7)51a ‘?;.‘3'—]-% A3} The European Society of Cardiology and The European Atherosclero-
sis Society (ESC/EAS)2] 2011 % 2] *of| A= WA AIAIBE-S- coronary artery disease (CAD) risk equivalent 2 7HEE|H o] 50| A 4]
LDL S| 2HE-S& AP |= Zlo] $-412]Q] %

© 20134 KDIGO Aol A= Bt Srelafo] hEulaie] Aol Shigipieel we} 7440l 2ehel A-go] =2

20| Bl AL AFE Sofl 2HS W31 Q1 vE, TAE M- 3 (coronary death or non-fatal myocardial infarction) 2] 101 BHAY
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AFETT 10%E Z5)= -9 AEFE A= At o 2 AA6F3. 0, of7]ofli= 1,268,029'2] The Alberta Kidney Disease Co-

hort"e] gk 5 A1) Zhaslaick

1. 50A] o]/l WAl AR of| Al = AbA] o &3} -5 2BHE] T 2BpE /ol AlElm| 2 Fof 7} AT

1504 1 A SR e o8 59019 B R e
= 1) 2y A Al ‘_75‘ (non fatal myocardial infarction) 2] EA IS =71 10%S Z351= 7497 2B = AELE]/of| A E]

o121 544 o 2

@ A&EAR EAXRE BO]-% AR SRR 72 The 4D Study (Die Deutsche Diabetes Dialyse Studie)’, AURORA Study (A

:;

Study to Evaluate the Use of Rosuvastatin in Subjects on Regular Dialysis: an Assessment of Survival and Cardiovascular Events)°, Study
of Heart and Renal Protection (SHARPY - 37|19 ofj 13 A &Fa] S22 tfj 2ot ATt A& A 2 AE Q) AFg-3} T E G-9
3t £37} JZH v} gl F ) AEe] S7h A el Eiiﬂ%#Eﬂﬁéﬂﬂﬂ&ﬁﬂﬁﬂﬂ“ﬂhiiﬂmﬁ
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Alg Al T 414 , B 5 WA SHcoronary death+ non-fatal myocardial infarction) ¥A8-&-2 ALERT
(the Assessment of LEscol in Renal Transplantation) 155 55}0 €F 21.5 events/ 1,000 patient-year= g4 Q1-o] v]s}o] uff-$- -2
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4 3 QTR R AL Tl =24 of )7} 9l Aolek A1 o) A B 4 U Az Aefelo] sl
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H 5-5, A0FHAHNM| O|MXIREZO| MEZA}
Sk et
E4-24) A Ha gl
2—8A A-ZAL HolA] ok
7HEEo] Qi Yl acle] 9l wf, T 2 AL Al
9-11A ul3- AJejol 4 non—HDL F&| 285 27
non—HDL ZE| AE1E > 145 mg/dLo|H, ZEA AL A5
12—164] AHAAF HE}A] oS-
71 ol A2 BRI 2H0] HAE Aol TEALAAL Al
17-214A B] 3= Abe o]l 4] non—HDL S| AE1E 24

non—HDL ZHAHE > 145 mg/dLolH, 32 A2 AA}F AgYY
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LW XIA 2 A(FLP)
20 |7

LDL-C = 250 mg/dl — & @D} 2|2

130<LDL <250 mg/dl

TG = 500 mg/dl — Z &I} 212

3 130 <TG <500 mg/dl (104 0/2} 100 04)

N

OIRI&Q! BEXI, IS X XA

6)i 8 S0 CHILD-1 — CHILD-2 LDL + 4B &2 gt

6Ji® S0 CHILD-1 — CHILD-2 TG + XM & 2 &
KT st YEga

O 5-1. 20HEAH7|0IA2] Ol X|

XlH=
=20

i v
LDL-C<130 mg/dl > ;v olct FLP (1041 0]2+ TG<100) 141 0iCH FLP
LDL-C 130-189 mg/dl
pIET oIX > CHILD-2LDLXI %, TG 130-199 mg/dl |==3 CHILD-2TG%
FRE(), FBLT) 61 0L FLP (1041 0/2} TG 100-199) WNEAAL 2
HHMHNEN
LDL-C = 190 mg/dl 6N T FLP
LDL-C 160-189 mg/dl
JI&EA(+), 1Ji 01442
DRIYOIR E = 224 0141 TG 2200-499 mg/dl = x| & & @I}
= o))
ESS sigon PP AEIE T
A &z RPN E TS
LOL-C 130-159 mg/dl a2
R — LDL-C > 130, TG<200 mg/dl XI & QO0I213-XI &
2)i01ae] DFIBQIX AL 0121 @R D4
] D ol X
S R L — LDL-C 0| 2% €10 non-HDL-
AN CVD T Cz145 mg/dl &, TG 2F

22| YT2E (AOHHAE O|MXIHES 2017)"
FLP, Fasting lipid profile; LDL—C, low density lipoprotein cholesterol; non HDH—C, non high density lipoprotein cholesterol;
TG, triglycerides: CVD, cardio vascular disease,
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HMG—CoA i A A (AEFE)
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HEAL AAA
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fol
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oA zofof| A FDA 541
Lovastatin (Mevacor) Approved
Simvastatin (Zocor) Approved
Pravastatin (Pravachol) Approved
Atorvastatin (Lipitor) Approved

of| A E]w] 2. Not approved
Gemfibrozil Not approved
Fenofibrate Not approved
Clofibrate Not approved

Docosahexaenoic acid (DHA)

Cholestyramine
Colestipol

Colesevelam

# QAo A] AR 31 9lont 2olel A1) A ZuE At AR} BT,

Not approved
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H 5-7. heFH ZIHZ 2I8t Simon Broome 7|&

S AEE 7)E - 164 vuk Y AEHE 5260 mg/dL 22 LDL Y AHE > 155 mg/dL
— 164 o4 22 AEE >290 mg/dL -2 LDL ZE AHE >190 mg/dL

Definite
heFH (FULHE 71es WEshaA ofdl 2744 § 714 o= W=k o)

1, Bolo|L}, ol o]thA] 7}&bo| 7] 7 B0 9l Ao

2. LDL =0, familial defective apo B=100, = PCSK9 =R olof tigh DNA SA47} Sl= 74

S| AHE 7] — 164 wutk: f—ieﬂ’\Eﬂi >260 mg/dL 22 LDL | AHE > 155 mg/dL
— 164 o] T2y 2HE >290 mg/dL &2 LDL =Y AHE >190 mg/dL

Possible  SEHIAHE 7155 WHESHHA] ofeff 2714 & 27HA] o)== vt o)
heFH 1 AN 7158 1) oA 7EEY 5 604 o]t
2) oA 715 Z 504 olst
2. 1FH2HEES 7152 1) 164 vluk 2, A, A F F2EAHE > 260 mg/dL
2) &, oA 164 o4 715" F FFEAHE >290 mg/dL

VolekA] FhE: R, @A, A o]k ThE: 2w, Huwo] @A

AL WA, A7 HA| AW, A7 Al S Atherosclerotic cardiovascular disease, ASCVD)o]| T

A
3 AAE ERIITE ABST WY A4 Hejeh o] Fashch OFEA R w A0 2 Bagh, oFRARE A =g
$OFE FULAS R 2§ B Tefsh], St 1 St SFBX 27 A A)delolof 3-8 elof gk

® ARBEA

o 15 3 7355 Aef el ol LDL S0 & 50 o e sl ol i IDL-C <100yl 214

S0l thE 28 SHIAPF Gl H9) T <70 mgldL (RAFFH AT THE 20 917 e 397} BFole

e S A7) 580 A 5 ] Bl o] ol e, 4 Sl A e LDL B
At - AAol(55] 1913 BrollAl) B2 X2 B ek @4 ek

ORED

U182 U 3l 29 4905 SIS ol SALDLSALAG S8 mgf Yot 35w XY

49- 0|3} b B ofAleln| B2 7Rk A4 hePH B4 So] 2etel oAl e wikam o 2 B el Berahd 23 4 gl

G oIl A1 OFE2 £ 5] POSKS O 371 4 SIEH 53] PCSKS SR ASCYI 54851 Sk ASCYD
7} glejete 2380 2ebel oAl §3kay] SolE LDL-C > 180 myidL, ASCVD7H §lejeh /b4 0.2 41 elaelat
9L 1.8 HRH o= LDL-C > 140 mg/dL9] 73 5} SJek? Zsebelo] Sa-§o] 913wz 2ehel ch4l o] 3} oFBo]

AR ORE S AR ek

@ SR A1z} ofo] Bxp

dwes o%xmxww oRE 4%% ‘z,& Bk glck dole] oS Zefa 4 9o B R Aol Folt 94l Fol 1T
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S sl S 41 ik 41 3 el @ B 02 Bt
ohe AR Al S olahA) gk

3.5 5 0] hePHS o) A7} 10417} S Th AHE AlSITh 7450] Sl 7} ksl 9.0l DNA HAHE A5t
], B2 S S0l LDL ZEAE1% S ZATT: 4127 S ZUAHE SR} a4 9lom 2 FH7EoRd AL
Selal] SlalAl A7) o] 0] Wb 2AHE Stofokgick oflolol A= 81045 2ebel X2 Trefshe, 104] 234 Kol
LDL S AHE S3EA]+= 135 mg/dL=2 S}

ils)

L= ok i Folle Faak 2Ll

ITU
il
=

® A&7} g

o1 R ok R ol RS 2% el Sofud §2 YRl bt R ol 0L 94
78 A\ ze] w2 7] ofel e RAl o] Wyt oH%%‘i—OF{%ﬂOﬂﬂl of2i3h 79 31§ 2etelu o Aleln| B8 g sheiA]
% LDL 28|28 2] 714 3|o]14] 50% oA 75} o= A7} ek

H 5-8. heFH ZTITE I8t Dutch 7|1&

5 B
== AHA|(first degree) 23] Foll 27| 4H@4gto] A LDL-C 1
>O5ulELQ)1S0] 79
A2}A] 712220 A 2] A% (tendon xanthoma)o| UAL <18A4]¢] 2
A4 7} LDL—C > 958 9]4=01 79
BAH 27] WEHAL (d2F <55A], oA} <60A) 2
%7) HEP YRR |
AlA AHAF o] A g
4A5A4) o)A e) Zhatsl(arcus cornealis)©] Q= 74> 4
LDL—C, mg/dL > 325 8
251-325 5
191-250 g
155-190 1
DNA £4 LDLE, APOB, PCSK9 §%17} %o 71554 E¢lio] &4 8
Definite heFH FIESNEY
Probable heFH 2~ 6-8
Possible heFH 2~ 3-5
Ak gk 2 <5

H 5-9. heFH ZI=Z 2|8t MEDPED 7|&
Total cholesterol (LDL—C), mg/dL

et SEEEE SEEEE AbekA) 217 ool

<18 220 (155) 230 (165) 240 (170) 270 (200)
20 240 (170) 250 (180) 260 (185) 290 (220)
30 270 (190) 280 (200) 290 (210) 340 (240)
40+ 290 (205) 300 (215) 310 (225) 360 (260)
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k7)< Bl
DLE. APOB, PCSK9, LDLRAPI Y] 714 G-Axo]| 4] ©olo] B 27) allele 4] 3.2

)
2014 2) 41914 LDL—-C >500 mg/dL + 104] m|gto]] A% Hao] 9l 8% LDL-C >300
mg/dL + 104 vtel] e fAE (e fARldo] o)

3) 919 ZH|AEHE A + B R 54149 heFH
ICD 10 1) LDL-C > 400 mg/dL + %= 31 i o|Aloj| A A& o] FH; 9
2) LDL-C > 560 mg/dL 2-2 400 mg/dL + tjjs22ta; 213} 5.0
)
)
)

HBUASE 1

S

2
Sy S8AEE 1) LDL-C >500 me/dL 3-& A=% LDL-C >300 mg/dL + 104] vgto] whsl 3l
T E 2) 19| e AENE 57 + Hu B heFH

3

izl e

hoFH Tt
dES2 0 + LDL apheresis"
2ELEl
Ol M E[D[E +

CHE X2 YA

Lomitapide,
Mipomersen,
PCSK9 ||

78 5-2. hoFHOIA| BTSE XI2 58
DAREZHSE A 5HA e

DA AR, TRl Usell Zand 5

- =

2) S¥H

ot

71E5d 1= AHS&S(homozygous familial hypercholesterolemia, hoFH)

574 7ol A hoFHE] +HE-2 heFHA &l 24-9-5 5, o7t heFHRE©] 1/5002 79 1/1,000,000, 1/2002 735
1/160,0000t}. #4184 © 2= E o7 e Aol Y hoFHeF th2 4ol 83 hoPH= 724 Q1AL FAtell =

simple homozygote, compound heterozygote7} 2131, ZZ}of| = double heterozygote7} 1tk @ito] | &of| iE )= A= 7} heFHE
= o] 4l817] ufj2of 204 o] Hof| #dEdgto] MAis)= -7t EEA] ¢tk

7P o] el = A1 A9l A& 2 W g ekele] 20141 71 ICD 10 7|09, Bog 704} 71 LDL Z 2| AH| & 7]
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AFW TN thEN A B71E 1o AVFEE ) Aol A )27k B aste, $eHARE BAREH CTE Sk
She Alo] WL QA B ohaute s Flo] $, S R4 ol S Pastek ohE 91Eacl Bk Bast, of
2eofl A2 TRt A2 AR 714 gL E S o] Feki

(3) Xz

A5t B2 LDL AL 7153 ue), 7 ol Y AoJck LDL Za/ 2818 BIAL 4L, 205 ASCVD #2o
K] 282 100,135, 70 megdL O]k AYE-EE T, 2ERROIAEl ] = e ), 123 AL/ HSE 739 AR AR E4(DL
apheresis)& B 2tok= Z10] 24l 21 70] FAfoleh AT A Z A <-E Ha= hoFH SEatoll A 5417, =01tk 84 of7of| k= o]
Bt A 28 A ZFA| 2 lomitapide, mipomersen, PCSK9 A A7} Zro] AFE-E4= QITH(T1H 5-2).
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