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Data are expressed as hazard ratio(95% confidence interval), HTN; hypertension
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(JNC7) 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 HIN 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 HIN 3.04(2.27~4.07) 2.63(2.28~3.03) 3.08(2.44~3.83) 2.40(2.17~2.65)
ZIPAHE <200 1.00 1.00 1.00 1.00
200~239 1.34(1,09~1,65) 1.15(1,04~1,27) 0.94(0.81~1.10) 1.11(1,03~1.19)
240~279 1.46(1,12~1,89) 1.17(1,03~1.33) 0.81(0.65~1.00) 1.08(0,98~1.18)
>9280 2.29(1.61~3.26) 1.14(0.92~1.49) 0.64(0.42~0.97) 1.14(0,98~1.33)
HDL <35 1.00 1.00 1.00 1.00
ZY2EHE  35~44 0.80(0.53~1.21) 0.81(0.66~0.99) 1.29(0.89~1.86) 0.98(0.85~1.14)
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)
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i A= 1.0 1.0 1.0 1.0
Q. 1.89(1.51~2.37) 1.88(1.68~2.10) 1.16(0,94~1.45) 1.59(1.46~1.73)

Data are expressed as hazard ratio(95% confidence interval)

2 AEH ARS A Hrlsh= A7 Q7] whiell o] d gk, A, A7IEE F ofAol)] AT EE B A A
o] 71&¢] Framingham ¥21-%
A A YF T E =A%) Korean CHD risk score (KRS)E 73}l o] & 2831+
Aol AEHA NF &) =S £Y Ao g Bughul ek T} o]2j3t ¢
3, o]9} Zo] o YR =0l 2 AEHRS HIEgk oFE Foke] A
A77 BT A0 2 AZEH, o] F3l =1l

A% 104 717k 52k T35

o2
ro

=]

v} ‘Recalibrated Framingham risk equation& 31¢Fs93at, ' ¢]] KHS 7o

g A7} o] %

O = ™l o]
OO0 X o

PN
R,

=3

g o] sl b A
33219 B4Rl A= 5 F7hAle)
o
=

Ao g 7|}
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O XRET X=XH

4 o1 thre] Tk ol AP BF 8 % BelBY, A1P220S BUElsto] 4T
WA o 2 et ek o B3ka vk Selets FNAZGpEAtelN] B3 F A HE, HDL

SelE 2, FAAE S5 AAFEE B, 43 2 BAFS $Es gk

o] Qokshd tha 2ok’ YA B4 2] 9] 739 YA EAHP (], Aok ) ol met 59 AR A=
02 235 A= F o] v= Alae]ERelA 295 AFEEsIZ 2 33 (Lipid Standardization Program,
LSP) el Zrodste] A P 02 S 3k vlast vk, HDL Z 828l E9] -4 34 At Ja& &sto]
Fholl 2A3te] BA319l 0 2 2 HDL LDL (Friedewald 2)(FZd| 28 & - HDL 2 2HE- F4AY/5) 202 *&%H
o] HDL Zd| 28 E9] &2 059 7B-folle BATAE 283 20074 o] F2 AR5, FZUZEEH T4

2005 o]F-o] A5 & A5} AT

. - ®E R
= . Bt ozt 5 10 25 50 75 90 95
T 2HE
2+ 2005 2,279 183.3 (0.9) 131 142 159 181 205 227 242
2007~2009 6,836 185.4 (0.6) 133 143 161 183 207 232 246
2010~2012 7,296 187.7 (0.6) 133 143 163 186 210 233 249
oIz} 2005 3,096 182.7 0.9 133 142 158 179 204 228 242
2007~2009 9,254 186.7 (0.5) 135 144 161 183 208 234 251
2010~2012 9,765 188.6 (0.5) 136 145 163 185 210 236 254

LDL Z¥|&EE

A+ 2007~2009 6,596 111.0 (0.5) 63.6 74.0 89.8 109.5 130.3 150.8 163.3
2010~2012 7,056 112.2 (0.5) 63.0 73.0 90.0 110.7 132.2 152.9 165.6

o2} 2007~2009 9,155 113.8 0.4) 68.6 717.0 91.4 110.6 132.7 155.3 169.6
2010~2012 9,680 114.5 0.4 68.3 77,1 92.1 111.6 133.7 156.0 170.4

HDL Z¥|2H =

A+ 2007~2009 6,836 455 (0.2) 32.1 33.9 38.2 443 01.3 99.1 63.8
2010~2012 7,296 46.5 0.2) 32.1 34.7 39.1 45.2 52.2 60.1 65.2

o2} 2007~2009 9,254 90.7 0.2) 34.7 37.3 42.8 49.5 57.4 65.2 70.5
2010~2012 9,765 51.9 0.2) 35.4 38.2 43.9 51.3 58.3 67.0 72.2

A
@A} 2005 2,280 1557 3.7 52 61 84 121 181 269 353
2007~2009 5,030 150.6 L9 o2 61 83 120 179 265 346
2010~2012 5,866 153.3 2.1 49 59 83 122 183 268 343
o4z} 2005 3,096 110.9 (1.6 45 53 66 91 129 192 241
2007~2009 7,382 113.4 1.2 40 48 64 92 138 200 255
2010~2012 8,402 112.0 (1.0) 40 47 64 92 137 198 250
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X175, 0 oYX ATl ot

g3 229282 HTL FAP} 20053 183 mg/dLollA] 2007~2009 185 mg/dL, 2010~2012 188 mg/dLE,
o217} 2005 183 mg/dLof|A] 2007~2009%d 187 mg/dL, 2010~2012'd 189 mg/dLE 7'd &2t °F 5~6 mg/dL A&
Fo] F7FFITHE 1-5). 2010~2012d LDL S#|2H| & He-2 EAP7F 112 mg/dL, &7} 115 mg/dLgo.H,
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O XRET X=XH

HDL Z¥|2H 2 Fi#-2 G2} 47 mg/dL, 9Jx}7} 52 mg/dLE, 2007~20093 ] ¥l Z+z} 1 mg/dLe] x}o]7} 212l
t}. 2005, 2007~2009d, 2010~2012d B3 FAA B2 242 @21 156 mg/dL, 151 mg/dL, 153 mg/dL, o4z}
111 mg/dL, 113 mg/dL, 112 mg/dLE FZFH2HE3= th27] Qe whE Wshrt 34 et A3 Aol w
2t ¥ ws] B, FFE2EHEL FAbe] B9 40t7H A= ST} 0] % 2 Ag whof] ofzk= S0t 7EA] ST e
3ol o S0thE AFE ozt dAbel vls o] =t | 1-4). LDL 8|28 &2 F 28 2H 3 AR 43
S B9, HDL S HE9] 739 G AR ol ;b2 Aol7t 24 92 vhAof| ofz= ¥ o] F71845 wolA]
= %ol At FAAE ] B9 A= S0th7HA] S7Fetr} o] Fell= ZHAshes RS, oAb AR el vl#Elsto
7= ZdgFollrt. B e 1Y FHAE AlQg EHAE FES vl st FUR (G0 W) o] A
~

2292827 IDL 2Y2HEL 1~3 mg/dL A%, SAA ] 49 7~11 mg/dL A= t] e 7oA

304 o] AJlellA 20054, 2007~2009%d, 2010~2012\d 1Z | 2H| S F(FZFUZH E 240 mg/dL o]Fo| Art
ZHY2EHZ kAl 283 H]8)L FAoA 7.2%, 10.0%, 12.6%, oA oA 8 4%, 11.8%, 14.9%2 FAHe] 73-9-9
5.4%p, A&k 73-9-ol| 6.5%p F7 st o™ o] B2 FAA LR et Arh(E 1-7). ARER & FAk= 50t {71
Eo| 7% #oF 16.9% AL 2= 50t o]F-9] frHEo] 25% o)dolgl o r 60th7} 32.2%E 71 =Tt 2005334

AE Helst S¥XEH +~E £X

ol 194 oAt

} iz TETIES
TE . Bt 22} ) 10 25 50 75 90 95

A PNE

92 2005 1,480 181.5 1.0 131 141 158 179 203 226 237
2007~2009 4,486 183.9 0.6) 133 143 160 181 205 230 243
2010~2012 4,269 186.8 0.7) 134 144 162 185 210 231 246

oJz} 2005 2,281 177.4 0.9 131 140 154 174 198 221 237
2007~2009 6,549 182.3 (0.5) 133 142 158 179 202 227 243
2010~2012 6,591 185.3 0.6) 135 144 160 182 207 230 247

LDL =& 2H&=

A+ 2007~2009 4,362 110.7 0.5) 65.1 75.0 89.8 109.1 129.4 149.5 162.8
2010~2012 4,161 113.0 (0.6) 65.6 74.8 91.3 111.4 132.4 153.0 166.1

o2} 2007~2009 6,512 110.8 (0.5) 68.1 76.4 89.8 107.5 127.9 150.6 164.4
2010~2012 6,554 112.4 (0.5) 68.8 77.0 90.9 109.4 130.5 152.1 166.2

HDL Z¥|&EHE

A+ 2007~2009 4,486 46.0 0.2) 32.1 34.7 39.1 44.8 51.3 59.1 64.4
2010~2012 4,269 46.9 0.2) 32.5 35.4 40.0 45.2 53.0 60.9 66.1

o2} 2007~2009 6,549 01.8 (0.2) 35.6 38.8 443 20.8 98.3 66.1 70.5
2010~2012 6,591 53.2 0.2) 36.5 40.0 45.2 92.2 60.0 67.9 73.1

A
=} 2005 1,481 134.0 2.8) 49 o7 79 110 164 232 286
2007~2009 3,224 139.4 2.1 50 59 78 113 165 243 316
2010~2012 3,366 139.9 2.7 46 b ' 11 165 241 312
o4z} 2005 2,281 98.2 1.4 44 49 62 82 112 166 209
2007~2009 5,144 100.4 Ly 38 45 99 83 121 172 218
2010~2012 5,579 100.0 (G)) 38 44 o9 83 120 175 220
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17, O|MX[EHHE 74 ok 30M| OfA T2 mg/dL
2005 2007-2009 2010-2012

TS n %% mEex n B8 Exex o Bg mzex U A®
I AHESS
k=g
304 o HIEZZ) 1,976 72 0.6) 5878 10,0 0.5 6,273 126 0.5 <0001
30~39 481 5.9 1.1 1,342 7.9 0.9 L2711 102 1.0) 0,0063
40~49 583 8.7 1.9 1,38l 108 0.9 1,321 109 0.9 01845
50~59 393 79 1.5) 1165 122 1.1 1,356 169 1.2 <0001
60~69 355 8.8 a.” 111 1.3 1.2) 1,291 156 1.9 0.0026
70+ 164 3.6 1.9 879 81 1.1 1,034 130 1.3 <0001
ozt
30X o HES=S) 2,651 8.4 (0.6) 7,992 1.8 0.4) 8,334 14.9 0.5 <0001
30~39 705 18 (0.5) 1,894 41 0.5 1,855 46 0.6) 0,0017
40~49 724 5.5 1.0) 1,808 6.8 0.6) 1,694 838 0.9 00225
50~59 483 152 1.9 1,547 20,0 1.2) 1911 245 1.2 <0001
60~69 400 174 @.1) 1470 242 1.3 1,569 322 (1.5) <0001
70+ 314 132 (2.4) 1,273 192 (1.4) 1,355 245 1.4) 0,0002
AFAYES
=gt
304 oiHEZBD 1,982 229 1.2 4,400 235 ©.7 5279 229 0.7 0,9318
30~39 484 205 2.9 9@5 219 1.4) 1,005 208 1.4) 0.8567
40~49 583 218 2.9 92 26.0 (1.5) L0166 26,0 1.5 0.5086
50~59 395 269 (2.5) 84 281 1.9 1,113 283 a.” 0.,6569
60~69 356 19.0 2.9 @3 210 1.6) 1,143 209 1.6) 0,5073
70+ 64 130 2.9 76 150 (1.5) 1,002 12.8 1.4) 0.9157
S
304 o HEZ3Y) 2,662 102 0.7 6,496 109 0.5) 7471 104 (0.4) 0.8197
30~39 709 4.4 0.7 1,528 5.4 ©.7 1,630 5.1 0.7 0.4843
40~49 726 8.8 1.3 1,397 8.6 0.9 1,422 8.6 0.9 0.8997
50~59 492 15.3 (2.0) 1190 145 1.2 1,667 13.7 .1) 0,4636
60~69 491 16.1 1.9 1,234 188 1.4) 1,498 175 1.2 0,5445
70+ 314 152 (2.4) 1147 183 1.3 1,324 168 1.9 0,5720
VLY AEHEES FHE | TETULHEC] 240 mg/dL ool AU S|SB ESHAIE 583 e
NFRAYES FHE | FAA] 200 mg/dL o]l &

2005 FAQlLZ AgFF3)

Ha A AR 7~9%p, o] A-$-10~1506p S7F8E31o ™ o] 21k 57t Al A 40T E Al 913 A BRI
BAH LR FofetelaL, 53 60, 70t ol S7F g gkl Fetatint. T AT A (T A 200 mg/dLo] 34l ¥l
&) 1882 2010~20124 ‘g4t 22.9%, 92} 10.4% 150 g B 2005934 2tol7} A 9] §ioiet, Aol wh2 8 &
9 Aol A FA7E ool W3] 2v) A= Ekar, ARER = gt S0, ok 607k 22 28 3%, 17.5%% 71 -
FEES B

oPIAILT O AAE, ARE, 2HE T AR EE SR A E I JRIet. F, 2010~2012'd LEE 2H

28T A FHA T AAEFE AL vla)L G 45.2%, 27} 49.1%, ARS({FHA T U =HE

o
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O XRET X=XH

F 30A| OfAt
2005 2007~2009 2010~2012
=] ITXZ IIXZ 3T X —

T N By E N ng E N Hg E p—value
et
Q1A & 157 24.4 (4.2) 604 37.0 (2.2 850 452  (2.3)  <.0001
PAR=E 3 157 17.5 (3.6) 604 246 (1.9 850 358  (2.00 <0001
ZAEFHA 71E) 157 11.0 (2.5) 604 20.2 1m 850 28.7 (1.8)  <.0001
ZAER A} 7]R) 32 631  (11.0) 167 80.6 (3.9 367 79.3 (2.8 0.1810
oz}
Q1] & 237 23.8 (38.00 1,098 403 (1.8 1,532 491 A7) <.0001
PR 237 17.1 (2.6) 1,098 286  (1.6) 1,532 384  (1.8)  <.0001
XASEFHA 71E) 237 10.6 2,20 1,098 203 (1.4 1,532 30.9 (1.6)  <.0001
ZASHBEA 71F) 45 61.8 (7.9) 336 68.8 (2.9 647 78.5 (1.9  0,0041
AAE ¢ AFYAHEES A S AEEE LY AHEES A e B S
A5g LY AHEES FHA 5 @A SYLHEASHAIE 2ol 20 ol B83 £&
ZAEHHA 712 | 1ZFYAHEET A T SEUAEHE A7 200 mg/dL v|vkel &
ZAEREA 7)) | AFYAHEE S AEA T TZUAHE $X7F 200 mg/dL v]Te] &

733HA| B85k H]-8)2 FA7) 35.8%, A&7} 38 4%0] AL 2005 0]F 7 Ft A& X882} oF 20%p A
= F7FE TR 1-8). 1FHAHETF 2HEQ] B4E A T 2EEHA T FZE2H E 200 mg/dL
QA H]E)2 30% &, ABA T ZHEREA T FFEZEE 200 mg/dL #FE] H]-&)L 80% <ol AL,
200530l H3l 15%p o]’ F7FstSict. olelgt AFe|2EE8F A A x| 7IA B3 FAte] X 58S Al ¢JstaL
B FAACE frofatirt. Aol whE Hlal A] of=be] QIAIE, X|5-&o] Fatel vlal ot o E9kar, AR =

30~40th 2] JUAIE} A F&o] Z42F 25%, 15% B2 the Aol vlsto] vl-¢- wigit,

)=

]
rat

L]

1. Kweon S, Kim Y, Jang MJ, Kim Y, Kim K, Choi S, et al. Data Resource Profile: The Korea National Health and Nutrition
Examination Survey (KNHANES). Int ] Epidemiol 2014;43:69-77.

2. KimH, KimY, Cho Y, Jun B, Oh K. Trends in the prevalence of major cardiovascular disease risk factorsamong Korean adults:
Results from the Korea National Health and Nutrition Examination Survey, 1998-2012, Int J Cardiol 2014;174:64-72.

3. HARAR A2, 2012 IAGEA, I QEE2A Al57] 33hd =(2012). 2013.
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oA AR FE %%w glom 2 57} B ag ARHS Zoll7] SlaiAle A AL B4 Aolch 4 714}
2 glake] 214 o) o] H219] A9 2ol vl 4~Gdviet 35 5 AW KGR 2H 2,
. HDL ZeH1, LDL Ze12618)Esko] oMb WH Aolahe A2 Agaic)’ ok 330l ob
B4 A2 AL AR A9, F 0S5} HDL 2ol 2018 515 gk A2 ) kel AHg- 2 4 gie
9 e ol 2% non-HDL 2412812 52 gho] 220 mg/dL 01491 297154 mBel 2w 285 5
pas
_C'>_

i-J

it
ek
<
oX
N
i)
ek
ol}l
r-Yl
tlo ©

oX o
N
T
)
W, o

Y2 off ox ofN
XN,

o & =
o
o,

HRGS 93 37} AP Desit w3 o] ohd Aol 24 FAAY F= Fhol 500 mg/dL
B35 A4 d A A3 ol A AP S e N 8ube 4] daiE AR o A F
73] AA AL E aste, viok = WA A A AL Aol 3 WA A A Tkl fA|g 2ol 7t 98 4 -9-oll

Al AR 2 A AV Adste] HE 2213 A E AAL A3 ghol whel X gL Aok gt}

A8 AL = Sl SR 23 LDL 228 & Al ko] 749 o AH A vr=A] 12418 0] F24]sofof
gtk A7E 12407F T2 0] of - 739 & & OAIRE oo F2lo] HastH, o]t 79 12413 F21% Z9-oll
a}¢] Friedewald LDL Z#| 262 A4k gho] oF 2~49 7HAgkc} * Aw 38 = JJrEd 27902 213t Pl F=S
13}7] $J5}ed ﬂ* SH- 0] gho} glojok 3ict ol A|F §71= A HAE AA AT 44 33 uAl7l e F
BE AMSSEaL, 84 A1 S AR 49 EDTA FH ARS-S st 84 A1 S ARS8 49 I3 AR o) v] st
oF 3% & éiﬂr e men

o FAAHF S 9Ig A A AAF A s At Ak HEF :
F 2 2ake] Wl 55 wskar Hdjgh g et el oA Aldlshs 21 ARt Y] QISR Qlste] A1 A AL A
7} A odAte] s A A e S whedelA] B8 4 glrt’

rr b
o

o

o

%

LDL S 28 & F% 3t2 gutd o g F8 T 22 2HE, TAAY, HDL ZY2H E 55 o2 RE FAS
Atk F, 24 digAke] SAAAE F =71 400 mg/dL o]}l 79 SAA T & 34S 5SE Uro] VLDL 2]
= ot} 2ZYAHEL LDL 2828 E, HDL 28|28 Z, VLDL Zd2H 29] i o|ng
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O XRET X=XH

DL Z2Y2HE 55 7F2 U129 Friedewald 320 2 AW 4= 9t} *

Z= X = v
LDLZHU 2H & =52 28 E -HDLZH 2 & — ?%;1 k!
(ZF AL 5 5= ghel 29, mg/dL)
SHAIRE AL T dAe] B2 A E = gho] 400 mg/dLs = ok, 4471 341l 23t LDL 2|28l & 5= 4}

o] w7} WolxH], o] A9 LDL 28| & 24 =A% (LDL cholesterol direct assay)-& A48 4= 9Jt}, &
g Bt A3 DL 2 2H S 5% 7 30 B2g 739 1= CDCOlX 7idg LDL Z#2H & L AAPE (LDL
cholesterol beta-quantification reference measurement procedure)-& ARS8 4= 9ltt ? o]9} t]Eo] AA} v g}
o] AF AL EF Al gk 371 =4 Hasid.

AL AL 1221 35 2371 obd el oM A8 g -9 LDL S22 S A3 SHHE o8-t A1 E A
7= Al = ot AR H2 AFollA] Friedewald 3212 o] g3lo] AlXHH IDL Zd|2H E F5 gho] 2H
Z3% 3koll vlste] FAIA B frolohl WS Hatstal jlof, o AR EF A X7 A] o]of i ezt F Q.
sit}, 53] &4 ALt gkl tigh vhE ARG 323 dFe] Aol Z42he] IDL ZEl2H & § 5 7o) A= i
ol gk &<le] H asit,

H F5< 38,2439 (F AW F I 400 mg/dL ©]3h) & thdo 2 QG & A7 ollM Friedewald 321& 0]8-3

E 21 320l 0IMNTES F 71

LDL ZdAHE* (mg/dL)
o o >190
=9 160~189
A 130~159
Ay 100~129
27 <100

FTEYAHE (mg/dL)
=0 >240
A 200~239
27 <200

HDL S AHE (mg/dL)
o <40
=0 >60

A (mg/dL)
o o >500
Lo 200~499
A 150~199
A <150

"ol gX| AEF Ao LDL BALHE w8 7120 B9 ARAYY AYYLER ABRA FFA Y olsh 3
AoA] SFRAR AA BYNEOR ST 4 e, FHE B2 A LDL BA2HE A 71ES FBAR A
A WP AT F S8, DB B9 A9 DL FALAE A 7188 eAR A BIzew A
89 % 99, 29RO 49 LDL 2288 gholl wAglo] oFEA R AAhE WA

* Friedewald WT, Levy RI, Fredrickson DS. Estimation of the concentration of low—density lipoprotein cholesterol in plasma, without
use of the preparative ultracentrifuge. Clin Chem 1972;18:499-502.
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ZAHE fl5to] AA%02 Q7= UM AHAA XF HA £

Analyte Inaccuracy Impre01s1on Total Error
e BN E < +3% RV* CV’ <3% <8.9%
HDL S AHE < +5% RV SD° < 1.7 at(<42 mg/dL) <13%
CV <4.0% at(42 mg/dL)
LDL S 2HE < +4% RV <4% <12%
Z A2t < +5% RV <5% <15%

*RV=reference value assigned by certified reference laboratories(q]=* CDC Fi= Ao T2 AR
"CV=coefficient of variation
‘SD=standard deviation

LDL 28|22 AL 3ho] 24 274 Fholl vlate] A 402 o3l e A (9.1%6+6.4%0) 0. 2 B skt o]
gk fo] 2 13t o)A AP F XA Friedewald 321 0|83 LDL FE|2H & AL 342 AME 49 A &
Aol &gk 3k ARE-SF 73-4-oll vlste] A HEE B YIS A o8 B 71 = o u R oA EE
% Xk Al ool gk arej7t dasieh, =3k H2 QAN A AMS- 7t LDL S| 2H & A SAY ] 49
AZAL B2 AL A A3z ol Zol7} glgo] BuEo] ol A AEZF gt A o] thgt zaj7}t D e’
OPIAALTF X 7|E AR Al SARER oA EETH B AALE H Pl B At AT A= 9 AL
&3 ARG A AFE FE A 545 W9 (percentile) AR 5& AR 4 QT B3 oA AEF A
SRR E oFAEEF F = 7 53] LDL %Eﬂiﬂl% & w2 ARNR Ad 7]Eel ARgskaL glo] o] o gk
ae7h Basict, $19f 22 ARE agstal, A GUERAe] AFelA YEhd A sEo] XS et B
2-13} o] oA AL T It 7E= A4 3}9304.
o] FAAEF e AR o w2 ek F A5 WY AAS AsliX e et AHT e AR AA AR 7Y &
Rt Aol o] 7} QPAMA o] A ZAL o) FE o mel A At @A TA|H 22 o] A AT F 1t &
A3 2RS fste] Hagorw a7He PHAAY AR A 8 58 BrkE Ykl Bl NCEP
(National Cholesterol Education Program)ellX] A%Fshk= A& AL 8% 4 7|0l 73 de] ARS-= L glok
(F 2-2)” 3% ) QALY AE AL 8% 571 AT 52 Foto] Tl ARl B A AL S35l ]
g A 7} 715 vhdo] 88 Zlo 2 wekdrt
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ro!
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50% o]’ ZAAE BREE sk AS A (HLTFE [, SATEA.

o] d =9le] AFollA LDL Z2d 28 E F =7} 130 mg/dL el g4 ]% gzt gt o e o R 11%%"
B2 A8F 2ERS Tkt 7] w7 AtellA] 8 FoF F LDL 8l 2H -2 70 mg/dLoll ZFRAl W ¢
AEAAS QP=E oF 22% 71F vk a B ud bl glon’ AetEle Toi3t #x12 vet B4 %JJr"ﬂ’\L— LDL
S 2HEL 70 mg/dL v 52 71 A 2] of] HI3]| 50% o]} A S W 7P A8 RAS] a2 0w
ghold u} gt

T3 71 Hell 318N HEF E A3 Hs|@izto] AP 4,7000] o] SAE G o= g | eje] 7
ZH9) vl AATRollA] 2B o] ellA] 9] LDL ZFEl2H|E 527} 73 mg/dL, flekEollXE 129 mg/dLE 1=
PJ“] 2B Fofgh 79 9l okel] vl3) HEF0 A % A AAZEY AR =T 22 16%, 20% & s ZHas

& 1313k b 9lo] FAA HZF AAo| A= 2ElEl o] EokS B3 LDL Z#| 28 22 70 mg/dLl| 7PgA B3
310] Tgo] d Zo g AztEgch 1euk 9] Korea Medical Insurance Corporation (KMIC) @17 2 &
NIPPON DATAS80 Z 3 E|A° 2226l 28F R} 18 ¢to] HE@dsiate] gado] W A & 183 28}
Tk 9 FPY HEF L A 2P HEFL VI old B uee o) S8A HEFE s
g 2Etel 8% 9 LDL Ze| 28 S0l tisir s &5 5 77t a8 Ao s Azbdrt
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A =584 342 HEF B 2L RS 7R Ao Frtelok grta B d ul ek o] duby
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£ o Akl 2EHRS Tk Ao tiaiA= AR vzt floyt o] d HESH 3 HE g Aol WA &
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s AT
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oY 3 E 52 45 FFHog #MG drgoy FAATAAN B A LDL FUXHE FE71 70
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mg/dL v oI Qe Eha} of A o]m g th o 2wl AEfE S Foldt 23 18R] ke P& A $E A, 2e
Bg vk Fold ol 19 | A 8@ o] A7 whshs Ao g ®ad upl ol wheba S 2 Fele] A
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(1) ollqx]

oA i = sl AUl J o] AL A|7E ol A ZHA|E Ul ol 4] Fell28| 24 o] 3= o] 83 FFa 2|
Z FA7L 35T BA 5~10% A5 Al 3 LDL ZE2H o] 15% A% 24" 5 e Aoe daA] gho
U, 2 A7 5N Rad AF3g ke ol Rrhe Fu vink e #A5 UL e s 2d o[ A3 E
ATES WEREAE A 10 kg AF A Al FZF 2 E0] 8.9 mg/dL (0.23 mmol/L) AstE= Ao 2 Vet
ot webA ofe] oA A EF B ABALEANAN dUAE AFAFTLE FAT F e FEo2 AAT AL A
stoe ” AYezo g AFL FAL F YES oUA| 43S 2dstolok k. AFe] 44 Hrtol A PR
(body mass index, BMD)7} Bo] o] & ==d], Auka] o 2 R AekA]4 30 kg/m” o] Hwho 2 Bgsh} 9-gulet
AAE AZFAS 25 kg/m’ o3 H|gto & BFsiake o) 7o] k. A-FAFE 9 W= FAsHs Aol
vl SRR Aol H=dt 7-9- o] 5 G |7} of ek, v|wil B9 AT o E AT oA Kl dA)
AF2] 5~10% F=5 FHgetd N Ul FH 26 EF FAAY A7 s 2345 7| 5 Qiot. dubdo g
HA9] oY A A FHFHT} 500 keal HE5 S A GFAl2 2780 S8 987} gl mar|= F2)7t Qe Ao
2 4 o,

—

2) XY

g}
A2 A= oV A ol =5 W ohuet Z3pARIFo| Bol 8% FEd =S 9 LDL Y 2HE 5
A 2 FEFE A F 3T F AUA T ABAA vlES RS W 8 SEU2HE 9 IDL 2|12

13 ks vheFel BaEo] ik AMAIg g #HAE ATEL R A5, Lok EAxA]
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W AR AL B4R o2 Yehe 497t Bol F AA AT g dEtar sh)E o, Ak A
Azt AH oz 3ARFE S7HA1711, 3 S84 2 HDL Zd2H & X0l 24220 93-S v & 9l

T A F 9 AL BA AR AHEE ATES o] §3to] uﬂEP%*dfﬂ A%} A S ol ARt A
S 7 24she Aol €3 22 2E S 2 LDL 22HE £X8 B3 o 342 Ao g FelHnt”

NCEP ATP MM % oL A] 2] 25~30%,” ESC/ESA X2 4|3 OHHb 25~35% e AW FHE AQbstaL glo
), % oA 2] 35%E 254 =2 A3t ek’ 2013 ACC/AHA X| 2|7 o= A #4520 gt A}
Z3hEo] A gdrh’ 20113 IR JY5A ol w2 eyt AR Ee] UA AHF F H}Hl & 200 AER,
Aol e She Hol AR A|1x7t Bom g o] ;o] F Al FHo] FrtelA] YE = stofof Frt,

@ ZSX|E

FSAHRE P LDL S 2EH1E X ol 7P 2 TS VRIS AAa1 0 2 A, o] AFEA F olUA] A F
% 5 AT 18-S Y5 H LDL 2| 2H 2 £A42 A2 5 gl Ao g RuEot” vEHEA AT o)A
Z AUA A T EstAEAo] akAJshE HlE-0] 1% F7} Al LDL |28 & X7} 0.8~1.6 mg/dL FolAl &= A2
2 BuEtt F oA AHTF] 1% E3pA A U EZS A, n-6A] MRS AL GA R A
A LDL 2|28 2 4|7} 247} 1.6 mg/dL, 2.0 mg/dL, 1.2 mg/dL 7+ =)= 7o 2 vehygtt " 25124} gtgo] &
A 2] 7% o]akq]l A7 QubA 1 AT 2]ALe]| H]5) LDL 28| AH S 9~16% A& A= Ao g B el
9o 112 o)t G Ak AR NCEP ATP M9} ESC/ESA X2 AH M= ZaA AR F olUA] Ao
7% w|uko 2 A3 AL Axwstged > 2013 ACC/AHA X 8X| oML oK} Yo 5~6%2 Axsta g}’

VZY2HEEF o 2 A5 E A E3pAMEE BEsAAEO 2 thA|ste] EspA M A FH 7o 1 =
YA AHF] 7%E 234 GEE stofof gich, ESpA AR S50 A, 7HaRe] AARES, HE, ofxkf- Bl
Wol X =] 9lrt,

@ ERAX|EH

AFH o2 FAE Ftete] FEASIRE ik Aol Bol AT ERLAPARL Esp A kakat fA}
3 £F0 2 IDL 22 E X2 A5 A EAAA A F5o] S71shE LDL 2828 2/HDL 2|28 S
v o] FolA= Aol oy A75 T3l HHUE, F AMUA AFTF T EA=AY vEo] 2% S7FsHdE LDL 2
Y28 2/HDL S 2 Z H]g0] 0.1 A= HolAlE Aoz yepygr}

NCEP ATP IIolAE EdlxAate] HHE Hasls AL Axsla glov’ 2013 ACC/AHA A EA - =
EdxAYL AHAE EE AL A8, ESC/ESA A 2AA M E 3 olUA9] 1% A=S Aloksta et

AT2] B¢ ERARAA AL i F oUA] AHF 2-5% A=E AAsH Ao s deA ok FY E
XA WA A o] gfgh A7 BA] 9L A3} o 2 2006 2A1E-o]okEebdR] Bl o W2 S} Al E 9]
31 T EAXA AT 037 g A= Aol Hlaha B4 9o ot T Al vls) frotet
iAo Aol B, 2 w5t 7HAE ol S, 9] ol 7SS 18T o -EluEte] B4 E EWxA
WA Aol tisl ot e ol & Ao = Azt vl 2007 A =RE] JFEA ] EARARAL HF B
7] o F-5i7F Al = A, THE A E o] EMAA M o] ZHAE o 0.2 g wHkl A9 00 R AT Ao,
S2E A ol mel EdaA e A EG BE 5 Uk AFE2E 8] dY 2 X85 934
T Ed=A AAE Azttt ERxAAR vp7b, £EY o] At F8 FF Yo, E2 2
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R|3%. oY RINEF YUY

tt
TR GABZAE n-67] 7HE AL thA] A] LDL 9| 2H1E A7 2AaEE 2371 9
M AR B FE2EHE TRl A A 9 nA A ¢ 2o Hol|et, 8}
F 2~3 g o|Ake] n-3A O7HEESAMARS A1 F Al @3 LDL S 2EIE )0 W37} QAU ot S7lekE Ao
2 BuEet " a5 EZFo] A% FAEAN n-37 FA R ESA AL 81 F 3 g A= BEA FEl2 T
F A LDL 2P 28| o] 5% = Eobxirhs Haw gk’

o FAREF B AR E M 2o BxstAARe] A H ol thet Aars o] WA AA AL QA g2, o]
= B 277 FE5HA 971 whiZo|th, NCEP ATP MelA = GBS A MRS Z ol A] o] 15% o|d, T
SAHARS Z oL 2]9] 10% o2 BLstg. o}’ 2013 ACC/AHA X2 A A ol A= o]e} A& E ujg-o] AALS}
ol 3o A 9T}’ ESC/ESA A BA A ollA= B o] A|gh o] x| dahabs} 18-S W31, HDL S22 A
32 W8] 9150 n-6A| TR s A ate] & oulA] AFHe] 10% vlvko 2 Alget 2 Auslw ot

A S HE XA 2 A Al A ] FH2EHE FAE JNdsET ARA o= s, B A
W o] A ArskE wHAlsE7] 3l & elluA o] 10% o= AT AL dargitt,
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(3) SAHZ

Y 2EE A3 E S0l9 LDL FH2HE A& 32 5 JeAd Ui A28 Ylg7ole o4 A7 858
3 A3tolot’ Al gt oz g Bl AR AT S oA Zu|2E2 A7t ZH2H 2 S5 ARG AL nXE 3
ZARE, AAAE 2 Aow SEnt " i 4o QAT SN 2e2EE A FFU 2

LDL el 2ol Aol 28wl A, 7 A7} EAAE E A o] via) ofh Ao )
19-21

19 29282 435S NCEP ATP ITo|A1%E 200 mg 1]9Fe 2 ° ESC/ESA X| 2| o4& 300 mg w|gko 2 %
A& Ak glet.! 2#u} 2013 ACC/AHA X B A Z oA E o]9} A E Ul go] AnAtatel] 3] o] 91A]

—

oul ! F7, Y, Az, AFF Sol
Ao 2 BuErt* Aolidf7}
WA E weba] 2ALF E3kAH
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A8 H,* ESC/ESA A BAZAE 5~15 go] 584 A-fra(F Aoldfa 2540 98 £ A7 P ]
A A 52 WA of] A3 Q) Ao 7 AQksla glrt.” 2013 ACC/AHA B A Aol Ao A9 BHd i g-e
gelo] 1A gk’
2011 =1 gFE Aol w= -2yt AAEe] 37 2 r(crude fiber) AHF2 6-8 g H=, TUYH
kil
A

Ay A
X

(e3

>r1

0% oz

5.5~7 g A= 2 AB ol ufe} 2ol S Kol ik Aol df A 2 AT 3~5ul =2 F43)

Aol

f A AFo] Aol vdshe YISl 4FF Jee X 5

o}, Bl50] AR 7F W= 1,000 keal B 2%
o

ar it
Ffr AdFTol & A0 2 YR H19~294 2.94 g, 30~494]] 3.46 g, 50~04A1 3.98 g, 6541 o)/ 4.17 ), Aol 4l %

B
o F918 719 B ask Ik, k5 Aol ATl 25 g ol B UwF Aol f7t TR BT, A2F, 9
27, HAFE SR AT 2 Auweh

(5) 7IEL

Fod o] LDL |28 & Astadte] tigh dF-Eo| Bl o]Foixitt, ofg] AF-SolA T do] LDL Fd~
HES AstAI71E 371 vt Rastloy, 22l A9E Hug AFES oy k. vleHEA A7 55
50 g o] B A A3 A] LDL 2@ 28 Eo] 30 A= AHATHE B} glon ¥ o2 velitA Ao A = H|Set
ZZ20) AN EZT) Q= Ao g 1 st 2% NCEP ATP 111, 2013 ACC/AHA X243 2 ESC/ESA X 82| Z o=
Foha A A F o) B3 AT E3tE o] Q1A it}

Al
i

vl S5 vsligiths Ao Yalxlth. 2013 ACC/AHA X843 2 ESC/ESA X 8RR o= 2] EAAH S B3 &

AL el 9l o

(1) olx]|

AFAFE DFAE thatell G Fo] BF FAALS A2 WebA oA M52 1 kg 7Hashd &
FAA o] oF 1.9% HE= oF 1.5 mg/dL Hagtehar sk om, ™ A|Fe] 5~10% 7Hastd BF FAAo] 20%
28tk 7% 9Jt}h " American Heart Associationol| X 8% SAA4 ] Fwo| uje} AS7H =2 A9
3 gl 150~199 mg/dLo]d A2 50%; >200 mg/dLo| A AZ2] 5~10%2S 7reFstela dst et ”

Look AHEAD (Action for Health in Diabetes) S17-o|A] AR AIGHA o] A H = A= A 5 SR
T 742217t} Preventing Obesity Using Novel Dietary Strategies (POUNDS LOST) ¢17-ol|A] 21d7F A gk A
R A(15% vs 25%), AR YT LAH20% vs 40%), ASkFEHET LRFSHE(35% vs 65%)5 A3 E vl
AR AF et BF FAAME) a8 (12~17%)7F Vgt e 22wy AT v oA
AeEshe AF7F AR ARG duA|2] 30% olsh) BF FAAe] vt Zivkar skt Bonows}
Eckel= 1 Fof| AT7tF 237} Bole Aersls 37 AAL AHET 5 T84 24 a3t ZokaL 6
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Sbodd ofy
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RIS, oYX REF YHay

Art.” w3 A28 G FAES Yo F AT 2.8 AAAS AH AL Wl 5.5 kgl MFFHA} 22
mg/dLe] dF FAAY 727} vpebsiet

Atkins 2JA}, Zone 2JA}, Weight Watchers 2JAL very low-fat Ornish 2JAF2] 471A] A2 127197 A A6} 93-S
) AL A% A EIE(4.8 10 7.3 kg) W Atkins 219} Zone 2ALS 27197E XS F AF SAAYE
Zaslg ot 1271 Foll= -2k 2fo) 7} gIiE}. B of 2 ATtol4 = Atkins, Zone, LEARN (Lifestyle Exercise,
Attitudes, Relationships, and Nutrition), Ornish 2JAFE AA|et & 5735 a3+ Atkins (4.7 kg), LEARN (2.6
kg), Ornish (2.2 kg), Zone (1.6 kg) <0191, F FAAM 7Hai A= 3~23%cke Ruw ot

(2) x|
ORI
ATP III 2AAH L A FH 2 Algksleta Aastgon, 2 239 JAdTFoxE A9 AF 24 g3}
EAAH 7P EF SAAMS FAA7IA krhar sk, A A H o 5 S8AM o] S Bargh 197 A
T AF7E 5% S7HE o) 2818 EF 5

o3
o] el A ollA] AR argteskE A HE LA A FY vl s o, AR 53
A o] 6% 7+A3t et Women’s Health Initiative 3704 = 48,8357 2] #|7 o4& 3147t 32 B3t A3
AAFolg A AFE B3 F9A o FTFS FA et AR AS 248 30709 JFATE velEA g
(n=1,213) AFNNE FTF= AW HFA7HF EF] 32.5~50% A AAY HHARHFE D] 18~30% AW
2 2L 9 4 mg/dL (6.1~12.2 mg/dL, p<0.00001) ZFAA AT A28 Zws A 7} 228 A7)o)
Ne S5z A A A7 AR AR 5 SRS 24.8 mg/dL (p<0.05) ZAAA © 2 &32 B9t
w2ZhA] A HE AGAA Agkeld 2358 D5 F8A ol A58 T o BR F APAATS AFTTo2E F
A5} =5 shofof 3t} American Heart Association (AHA) ol X & 8% SAA ] o ule} A F3e Alet
132 Qe 150~199 mg/dLol ™ & Ao 4131 9] 25~35%; >200 mg/dLo] ™ & Akl 30~35%0]c}.” 2} =7l
Vg g zAtelA =09 A AT F oA 2000 Aol gh=xS td o= 3 A7 Jee s &
P37 AtelA] @5 F o] 35% olst= Algket =S gt

sl ES Ao = thAIg 60719 AT HEREA g AAE FUg AUAE AFHsHE A 1% &
FIES I3, GAEZSIA MY, RSt A e 2 A S ) EF FAA el 242 1.9 mg/dL,
1.7 mg/dL, 2.3 mg/dL Z28}o], AFA 0 & 1~20 F FAA ZHAE A7} AAcH(p<0.001)."° 2013 ACC/AHA
X 5 XA o|A]= DASH (Dietary Approaches to Stop Hypertension) 2JA}ol|A Z oA B FHF T B538HE 10%E
EZ3AMHE% S EESA AL 2% T HEESIAMD 0 2 Al dF FAAM o] 10 mg/dL 74
ik AAJeEGIEE ATP 1119] XA DM = RF AN ESL Fukg AT 37} estE-g At 43
SHAGE AMUAAFH L >60%) BF THAES Zo|B 2 858lE A& F oluA9] 50% olst= W3eta Airst
9t} American Heart Associationdfe 8% FAAW] Fxo wlel g3tE AL Alleta et
150~199 mg/dLo|™ & o A] A3 2] 50~60%; 200~499 mg/dLo]™H F AgFe] 50~60%; >500 mg/dLo]™H F o]
UI#] 9] 45~50000]ct.”

OmniHeart Q7o M= 16478 ¢] 8 AGA £ 1904 18 Sl A E3EA A Al &4=815(F oy A
] 58%), S A (F: oL x| 25%; A=/ TGl 50%), EESFAFLHE oUA| 2] 37%; 21% MUFA; 10% PUFA)
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22 tiAlake 3714 22 654 A Fske mxpATE Akt Al 7HA A B 6% EskAakE >30
g/de] Aol dfE ettt @il A BxsiAbiko = Al e Wl D5 F8AM ] 42 9.3 mg/dLt 16.4
mg/dL 723t d ok, Bal B R ghAlakAS Wi A3 FAA M HaekA] ¢kstet.” AF3 2], AesE, A
W AFHE sk G = 71 Foll= AvstE 37 S5 SRS 220 AR o 1270 Foll= &|o]
7 it

erpslEo] A7 85 FAANS ASsAlZIthE 9771 o4, DASH, OmniHeart, Women’s Health
Initiative ATl E B384 F ot 5 FAALL o] Yok st gdet.” o] AFe] U&= Aol 4t
il Ao ogk o] & A}, 2013 ACC/AHA X5 A% o4 DASH (Dietary Approaches to Stop Hyper-
tension) 2AtelA] & AR HHT T B3k 10005 S ZARE tiAlshE 5 534 o] 16 mg/dL 248 = glrkar
A A8 ST}, American Heart Association’= 8% $AA%-2] o) wha} vhald A 3-8 Alksha gl 150~199
mg/dLo]H % AU 2] 15%; 200~499 mg/dLo] % ol A|2] 15~20%; >500 mg/dLo] ™ % oflUi=] 2] 20060]c}.”

DASH 2AH= #Y3% A& (GEHE 8~103]), AARAIEGH: 2~33), A3/, 7, A, 7HaFE A Fske, &
T A HE AldFebes 2102 30 g9 Ao, F olUA| 9] 27%2] A, <7% E3EAHE, 150 mg/de] 24|
ZHE, 18%2] S A-s st ok, ey o]t A A7 EF SAAT A Fold Fihad= 9l
o} ©% DASHS} OmniHeart ATl <k 30 g 2ol d-f=5 g3t 13, DASH, OmniHeart, Women’s Health
Initiative Q7] Thll A AFHAZL F o= 2] >15%0.” Al A7 2ol BHde} s, AFF-o] A7 9%
L FSPAMERE F oY A]9] 30~35%, AEATHE A HE F oA 17~25%F o]k ALY -2 ershE A3
7t #HEE 9% SAAN S 9 T oS BT

@ E3pR| 4t

2013 ACC/AHA A 52171 ol|A] F olUA] 9] 1% E3PAAHS o7 HE iAo = tiAsH 5 T340
7} 2.3 mg/dL 20 & ESAPAE F oUA 9] 7% o]t AFSLES At Qlek.” ESAPAL A1
SAAG | m A= @l i 2 A Q) 2= Fohv D Zel2E Sl 3] 2 Adadao] fES
© 2 F3pAMRALe] dteFo] =2 AAW AE, S7/ 52 AFHE o125 gt} American Heart Associationol|A]
G5 AL s what TAA A HFS Aljrsta =Tl 150~199 mg/dLol™ Z olU =] A H 9] <7%;
200 mg/dLo] ™ F oA e] <500]tt ” B E s A TR EstAube] AHE 5 F4ATe] F=o}
BAYol % A 10~20%2 AT}

SAAE 3L HDL S 2H S22 SAtolA| kst E2(F dlUA9] 54% 8% E3HAM), AGdEX
AR (F oA 2] 379% M 229 MUFA, 8% SFA), H51|=2](F ol #]12] 37% A9 16% SFA)S A Fst A<
o, GAEZSAIS AHPAS wHo gestEolu AFH=4E AHAS vl BF SAEAY O] 7.4%, 12%
(p<0.01) ¥gket.”
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EA2A k] FaFo] 30~500 F=S] ARG EY o} uprh A (stick margarine)S TrIB-E 5} x| uHAko]
Ve RS A Ao 2 10 tlAlsE 8 FAAe] ~10 s © EdaAe] F99 1A E e 41HE

Agreto] B LA HHE FAL AL AU
@ 20|7}-3 K|t

American Heart Associationt 8% FAX|4te] w0 wlg}l Qu|7l-3 X|ukale] AHeS Aetslal Q=]
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150~199 mg/dLe]® 0.5~1 g; 200~499 mg/dLo]® 1~2 g >500 mg/dLo]®H >2 go|t}* Food and Drug
Administration (FDA)oJA % 8% A A4o] 496 mg/dL o)<l A9 9 u|7}-3 A|ubate] xJuk-2 43t 9ot
YA A3 3FF oF 4 g eicosapentaenoic acid (EPA)2}F docosahexaenoic acid (DHA)E A FsHA 835 SAA
Hho] 25~3000 748k, EPA/DHA A S 1 g¥ Z7HA12 W) S5 AL 5~10%4 7Hagcha 8hict.” on)
7}-3 Apate] B% FAA 74 Gde 5 FAA 0] T AlgtollA] o] ZA Uehs ! 9 mj7h-3 Aubake
SREBP-19] 9H1-& 7k2:A17 VLDLY] $43& 7241731 LPLE] B4 S7kA17 VIDLY] 23 Zxlgc} >

T} 2o YEQI AFHAEHETF IAE tF o= g ATollA] 1.8 mg/de] EPA 3= A8 #AAE 7 o
Ao o} F AR ol At fidek”

ouf-2l5d 242 EPA/DHA 2ol 2152 QW|7}-3 Ak e 2 ks, oI, E71%, 371%, & F 5o &
FEo] gt dul-glEg oake AR} EPA/DHAR A8 sy du}-2lsd oite] 5 SAALS YA
e A7} desie”

3) &%

O AolMdw

44 Aoldfe AH7 BF FAAS ks AUt Bk’ Aold g A FAAY AAe T2 A2
FaH 842t A7 A2 J

K ks &
B, 784 Aolf AAE FF AT BF 2o ABTAZS Bk A2 P BAE o g AF
o] wlEREA ol 4] A o] A A-(>20 g/1,000 keal) A13E A2 o] A9-(<10 g/1,000 keal) AR F FAAL-S
8% ALY TerEl R} 120G AHE 55 waal Bt A 2ol AFe vlwd 97 AF(n=
119)elM = A23 G ] aXol i AHe EF T8AS 13% A AT

Q =g

NHANES 1999~2006°] ©J3} & el =]9] <10% T3S AFHAshs 4% (n=6,113)0llx] BF FAA o] 7
vigton] ot A7} =852 @3 24P o] =9kt * American Heart Associationd| A= 8% ZA1 x4}
wa} B A S-S ARk =T, 150~199 mg/dLo] A & olulA] A o] <10% ; T 200~499 mg/dLo|H
5~10%; >500 mg/dLo]® <5%0]c} ?

® Glycemic Index/Load

Glycemic index (GD)= 712215 (31213} vl sl SR 2F A 37 @ ol vX= 9= vl&= FAIE Ao
a1, glycemic load (GL)&= 213&-9] Glol| 8312 A FF2(g) HAS o T A&, A T/ dibdo g G/t v
o}, GIv} GLo] A& A3 913 Q 2l Ao tfafjA+= =o] 312‘4,65’67 Nurses' Health Study$} Women'’s Health
Studyell 981 GL# GI= F8 8F FAAY Frot o] ARaA7} QA5 drcgg oz ase
AT M E GI/GLI BF FAAY F=7} o] AdBAZS Bgon,” 33 gl <%, =2l GI/GLY
HF FA 5 ol ABRBA7E YEREA gt

Insulin Resistance Atherosclerosis StudyelXE 8% FAAWF GLIHR ko] AAAA} Uehgont,”
Whitehall IT Study ol 413 GIghgt ko] AtaA)7} Ukttt ™ Cochrane reviewol] 2J3HH 19821 of| 4] 20031 Alo]
ol W2 15709 729 vl A 23 dT-ellM Gt 5 TRl F3Fe FA Tt Barstlovt e F AT

45



O XIRYT XEXIH

oA S GIAADE 85 FAAYE Rk skt H2 veRba oA AGIAE nGIe] v]s) B3
FAAYE 0% FEAACKE Bk ot A28 Fay & x} 162%9] tPo 2 MG AGIAE F91L o)
B AN Fr2l@ Aholrh A egker.” wfebd, A28 Fi BN GUGLI 83 F4AYe dage 8

@z

s} EEGE Fisha s o] A B MAe) FANFICE ™ Tt wlasiA el 4
F FAAS o 22" 607) U725 vIEHEAE Ao} <100 g/de] #F A FE BF FAAW N o
W, 100 g/d o} AR FmolEa 0 2 BF FHAY B EG0M, 50 g oY HANH AT BF FAAYE
FEOEA 02 ASAA” 2t olefdt Ak FF FAA] 150 me/dL o3 el A N 3FE
terol regulatory element-binding protein

U, 722824 A = SREBP-1¢ &
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(SREBP-10)& 843X 7 0 24 Ak A ] & £XA]7
A JA 2 FAA BAL AT = It

American Heart Associationol|A& - Aol whe} #3 A FH S Aljtstar Ql=dl, 150~199 mg/dLeo]H
<100g; 200~499 mg/dLo]® 50~100 g; >500 mg/dLo]® <50 go|c}”

o ¢3L AHe F FAALS vEon stgnt.” 2e e ¢3-e A3E0~23/d; 10~30 g/d) g%— 4
kg ol Y uj g oAl 1 07/d o] AL AHE F FAALES 5~10% S/ TS =8 d29-9 FH
3he Abgold mFAA I EZFo] o] Yehhsd €38 502 J9shs 5% F 194 % F4Ao] 250
mg/dL olFo|tt” U=:E AFH el o3 BFAAWLF L AW AR E2(LPLS] B4 7ol @ chylo-
microne?] #3] oA} Feo] gt} weka] & FAA o] T2 Al #3 oS s ZekA AH 7
29} 3 55 A

3) MHDL SHAHIEEE AAIQHY

(1) Ao BF

2013 AHA/ACC 2| 8A]% H 10| up 2 FF |2 2 260 mg/dL v]gH LDL Z#| 28] & 160 mg/dL u]gkel v]=f
AloAl AF-& I E F-A3HHA DASH (Dietary Approaches to Stop Hypertension) 2JAFS 51918 wlf, 243 4
2119903} |52 2ALE g 7-9-¢}F v awste] LDL 28|28 &2 11 mg/dL 34, HDL Z#2H &2 4 mg/dL 7
284, FAAWLS 2 Wkl gginh v, 39 9 wd S8 gt o 2 AEF A XHMediterranean diet) 2 A%
st o, Ar2A-S kA 92 7-9-9f vlwlsto] 4 LDL Ed| 28| E, HDL S#2H & 2 SR 714l o wA|
= ok priet Afolr) gl Qehde] elch” Ee, 200195 E 20074 o] A= ol AN chiFE FeHA B
ZFAT 34 Ao g eS| AAH(Baltic Sea diet, Nordic diet)9} A& 23} 93 }o] A A8 A3} vt
g3 2A} 230] M7t e koA 088 HDL S| 28|2o] B 913lo] H& Aog Buset” wea
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DASH AP}, A3l A, whelal A5 54 AAkae] HDL 228 % /M asfol ofeh Weke 54 A3t ¢l
oni, olo] thgt AmIbE A EA) ket

(2) x|

O SEs|H

DASH A} & g3l E 8 AFsh= d%9] 1002 B3 o 2 dx)(GLE 3124 8%, T E3kA%
2063t QAL o, Ak DASH 2JA12 3 799} v A] LDL 2 2H| 22 v]53h A & 744319031, HDL S g 28 2
< 1 mg/dL 78k glom, FAAM-L 16 mg/dL 723 iet.” =3k ARlollA] A AL TS 739, egstEat
B AFsk= 9] 1%E vl B2 ¥ s xuo 2 1] A] LDL 282822 0.3 mg/dL 74, HDL Zd 2822 0.3
mg/dL Z7}, AL 1.7 mg/dL 7F43190t} e ¥si Ao 2 t) %] A] LDL Z#|2H 22 0.7 mg/dL 74,
HDL S| 28 22 0.2 mg/dL 37}, F4A-E 2.3 mg/dL 7128 3E}.” 2, 2013 AHA/ACC X84 A E g4
sIEE AFAste 999 10% Ev 1%E BX3PAAEe 2 tiX] A, HDL Sd28E¢] 2+2t 1 mg/dL, 0.2~0.3
mg/dL A= F7FelE Ao Haskal glrt. 2013 AHA/ACC XS A A& o] o) tigh SE3 A FHA AN ¢l
o} ZA(Strength of Evidence: Moderate) of] tf 2 Bkr3HE 3 G o] A7 X3} x|9Hxko 2 tfx] A] HDL
S =HE N EAE 7HAE Ao 8 At

@ E=pA|

30N A SA XA AT B, EsA e 2 RE] Ak dFe] 1%E BrshE, U XA, et
F3pAo 2 tx] A, LDL F2H S 9F 1.2, 1.3, 1.8 mg/dLA 7431931, HDL Y 2HE2 2k 0.4, 1.2,0.2
mg/dL A 72300}’ 5, EakA ol S Fehs A F] 1% A= v5slE, GBI £ tpHE s}
Ao = thA] Al LDL SHEEE 7i4 9] a3k= Bl o HDL S#l2H & 71 avhe F36kA] %3tt.

@ Eff AKX

BolA FAAAL AT A, ERALERE AF sk dF 1%E A, GdEZSAY = tyke
z3lAMro 2 tx] A, HDL Zd|28| &2 712} 0.5, 0.4, 0.5 mg/dLA Z7Fstar, SR 1.2, 1.3 mg/dLA 7+
Zabgint” vk, EAAMERE A F ke 9% 1S BstE 2 )R] Al LDL 2E A8 22 1.5 mg/dL 723}
Ao}, HDL Z¥ 28| 23 TAAY ol = E771 9121t 2013 AHA/ACC X ZAIZ A= ool Uit Sxek A A
JIARFE o}, ZAE(strength of Evidence: Moderate) o] tp2H EdlAx|u A F dafo] B2 B¥3iAw

o YA A HDL el 26l AN ESE 7H e Aoz Agdt

(3) CHuKE

LDL Zd|2HZ 130 mg/dL, HDL Z#2HZ 50 mg/dL, $AA%100 mg/dLel A<loA DASH A5 g3}
ER2 AFsHE 999 10%05 S AR thX|sto] A FHs S o, U¥t DASH 2AHS A # g 73-9-9F vlal A| LDL 29
2H| 22 3 mg/dL, HDL 228122 1 mg/dL, FAA-L 16 mg/dL t] Zh2ak gl wlebs] Sgygs 5 a4
SIEE A F et g3 45 dAE AF st dF o YAEhe A2 LDL FY2HE i) a715 Kol
HDL Z¥2H &2 78k die 237} gle 222 Bl 124 2013 AHA/ACC XS AR oA = Tl d A3

of thgh S:8gk Ak glrt,
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UA 0 2 AltE o] 2XHE & e Tl JdA FER A FH ek Ao ol vhekst A1E-2 2ol gt =3

= Atololle 2 Aol EAISH, B g4 AF ek T AdAde FstATIE AgHA o] et 1
A HZ DA GFA e DA AE AF7E okt AREA QI Ao AE Hrteh= At Aol A AT
7} Bol o] Folx|aL 9}

A T-2] 73-9- DASH 2AL 21584 2AL 53 83 A 5 2 A8 8] dads Ao A7 1=
o}, o3 Y858 <AE ACC/AHA A EAZ o= DASH 2AL, 1l USDA 2% 3|’ (food pattern), AHA 2]
Al 58 AAHAIE o 0|88 A& Aargit}

DASH 2Ake] £4& A3} 47} FH-8kaL, A A FAlE
HAe Ao T, AAFE o= AEA 9 E A7 =2 Flo] EAolx
FE AoR Hustlon, o]fdt {AIE, A3, TR Fol T AL o] A a4t FHg AALE - o H
A Fet st &37} wold Aoz Bwatdrt” Appel 5o ATolA AEE DASH 2AH= 19 7Y 5.23]
(serving), A4 4.43], F7 7.53), AA FAEF 0.73], TF 2 4757 0.73] FoI0r}.” =& DASH ArH= B3
2Z¢|2HZ, IDL 2 HDL 2 2HE $32 Y3 Ao Busigo)

AF A 2 AEAH R AFdl A2 A 7] AFAR] 24 HE S ek, 4, AL, 57, T,
A, Se|BR7E SRk, Ao o1 AL TEA AFAFHAER o] Folxl s HatH, 7Y & 532 A
A3 g0 FHolx EFslar, UEES A A F 7T 3P A F 9] 28) o] o], th i G U BE A
AP FE S EfoXFE 2tk Holtt. o]2|g g4 diet7} HEFAT oA v A oA 2347} 9

AT-So] HaE o] A A MAH o2 534 Aatsielo] 774 sl o2 Ae]u) st gict,

Rumawas 52 7|5 2JAte]] 2-8-517] 9Jafl A53l 2] dietE A3l Aetl], 748 845 AuEd 1Y 7Ee s
Hdj =7 83l (serving), # 33], A4 63, FrAlF 23], 491 37H(FAD/1.53¢H(=h) AL, 157 7|E 0.2 FH
AN D 27 63), VR 43), 228, FF, A9 43), 2 33), A 33], D7 33, $7 130t}

Az A Akt EF FAAART Y] #EdS AHE A7 e o 2 vl Framjngham % E ?i‘—rL
(Framingham Heart Study Offspring) ol|4] 2,730%-& 77t 34 #2st A} X538 218 A Fshe AR 8%
Aol frelahl shgket.” 18078 9] AT BAtelAl 297k AT 2 22 Oaﬂ%kﬂ 28% A, 8% ;@W
S, 120 SR ESAL 8% CHEESARD AFE 29, 2 E Qo] 30% A, 14% AR,
10% SABESFAEAY, 7% HRESIA D o] v]5] B FAA o] 1200} frolahA| Boket.” Medi-RIVAGE
(Mediterranean Diet, Cardiovascular Risks and Gene Polymorphisms) 7oA = F-ARE SAAAHE 7+ 297}
Bugeh 'Y el 12248 t)4ko 2 & PREDIMED (Prevencion con Dieta Mediterranean) Q7oA = 2] 8
Fr(FZ 10), T, dlo]&Y, ol 2= 59 AA-F(1Y 30 995 EFste Aol 212 = At ]3] Z|Hghgo]
9o} mFAAEZF ] fEo] Wkt AA1FQ 32219 Al2E ol AFHAF Bl 2137k A
ST AAYAS HFASHES 3 AT E AT A AFLol AAT ALY EF TR o] fofst

Al ZF2:31ek* Lyon Diet Heart Study A= 2 23} 292k 427} 8% FA Aol J3ke 2] ekgrort,'”

AFo 22 AR ol vls) BT TR 10~15% SEThaL S A glet

Mr o X
_|> L]
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gEe @A AEsKa Folata 8
TEE gy 433 Iuska e 47 3i5et AFo] WolA A =)
%5 - A4 - ke w7), 2, S5 Wy
=5 - %, =5 - bER AR, W
- 71871 A& A7) — LAY S7FE(ET, 2414, HeolH 5)
- A& X Ve - A/ o, WA
s - gzl - g, vEed, eeld men
FAE - B, BAER, AT SR L IAE - AR As L IAR
- xﬂx]ﬂ(} P - X &, AYRZE
- ofojAaE]
SEEL
A - Rl el g, S5eg - 23R 718, oFbe
WEf B8, gelug - B, 718, 2EY, HelrE, 4718
- AR/ RA s = - g, A2, ARE e dEsA
- ATR BT, B S - Gt o
%5 - 4=, 51 - 92, HEYE R W, Aola, TAY 2
A7), A, vERE 5
- go], Alo|=, =y, AR HAp
= - 27 3 A2 AATT = - 715°] B E.L, e
Aax/atd - AR A4, SR, Y - H7IAY W, A=, 39, 247 H7E A/
- 713 7 AIEHY s2E 5)
7] & -3
- 2F3/d 54
- ZIAR7E, oFAH-E AR AlE
- 531 7%

DASHU A58l 2] 24} o] &Jol| =, 2xtsljed 3 P A o7 2 A aE 8] A A7t ol w3 =it
ofatelol o detTol s @shal thiie] AAkE A7 R E S AR S AbdE AR glo] A4
7IH& F3l L A ofn] Q= AABE S &5 Ule oot 218 ER Hokolu 7 43S aLesto] A
2 ga7} g}

G 4991 80232 F o2 & AT, A, 7, A, shaeh, B A AV FEU AEe] QNS HATS
2 g3 FAA o] 7283, HDL iﬂl*ﬁliol Z7Vetgic. ' aela 24991 3,04298 o 2 3 AT eAE, Al
2o, A, Ak, 7, 7 AAt Feed RS HATSES ASEE 9Pt 23% P, B, &7
2 1 7F3E AR TR AR AXE AR dASTE A8k 13% Fhekich ! ol AdRloly
4807-S o 2 gt AFollXe, Y, EntE, 7la+, T, A& A7 T8 2472 ded A 57, S5,
HE], 94, 2XEC YT YA FEER] A7 sfElo] 22 Ele, A7 dRlN dAEEE Hvu} 61%
Z7Veta, 774 S olxt = 39% FH2ak et HAIR 499l 5,240 Tt 2 & AT oME A, TR/, Y,
A2 AFA7F FER 732 dE g2Er, FAl 37, 55 Evjol, AZEEH A A3} FERl /\1—?/‘1 s}
Hol 2 E =], A74] A ollA tAETT H8 =7 56% S718EaL, 7734] S|l oA & o1 ddAdol ¢l
5 1=
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SEvtete] B9 2R R 3 Ad #F 9 AFdETT 0] AR A7 BAE AR vE veEd t2
Al A T2 02 3k RS AR S 7HA AL Qo B g SEuet AlellA g 2R S Ak 2l
83t

SEvet 40 dd o2 o R 27l ARl o7 & (HFeH], FAIF-A1EE HEh) s Ao, fAlE-AlE
A e oM AT A=} 27% Aastda, FAE AAS AWRGS v 9ok 8 E AF} 8F 1
3] o]dQl o] A& A FASHA o= el vl EH/\}——r—:rL AH=7} 247} 29% ZF2sk et

et A A AFHE 7HA ARER 0 2 2 (3R W g i =, £ ATelMe, oA -
29t s o vl it F e oA e Aol d A =T FRILQ21%, 9%), 53] A7 F o] B¢ =
HE oA AT HRA=TF 15% ‘;%%b’/‘r 17204 o) 2321 9,7257 ¢ oYX\ 9} B8l Al F ol FFL F= 270
o] 21 S FE2(TF A, & ST AT, & F4 dEellA AHDL ZH2H S35 =7 FA 43%,
0474 29% Z7ksk et EREA o 23 49l 4,7308-8 370 9] AALHE (A5, &7 L ¢F:e, A4 e o s

R d7olMe, e e vsl A2 lN 1ZdAuEE5 e HEErt 23% Wk, 7 2 ¢3S
»”HEj oA PG %@EJ} 33% Ekeh N A tIAE T AR ] Ao 2 A2l 406N 3 AL o] %
sto] 47l o] A S FE2 (AT, 2L B 57/, BF 2 HREFE, Ad D FADT d7olMe, AL L &
AE Jel oA AETT A=} 54% ZHAst et =3k QM T E A7 2 o] g-3lo] AR E T AETT
HAES AR ATME, ARlelA 27EA] Aatei-l o] &(A7A, wIAAA) H AL 23732 sfEl A tiAbE

A= 33% Fastelct.

FHA0R, vE LS FA] AAAE FY, FAE 52 EI OFT T 2D ARG f
Ash= Zlo] vhghaata, 53] ke FA02 st elueke] B9 D A3 vlgo] B2E oA AR
UAEFE AR} Fobalek, elm 2 el AlHEelAl Bk o

= 1
F402 stolw 4F, Avl, 5 59 FHAF) A vlFo] ow, T 9] Ak, FF, AT, HAF, 4

o
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ek
olN
=
T
R
o
N
r {
>,
>
>
B
i)
flo
>3
ved

pi LAY
g A5z | 2ASE
EEKEESLESTE: TEIEER L 1 A
Ak Heo) TchelA] e FTHGE ou x| A1FIke) 30% n)Rh, A
ZoA A AT 5 A2 75 ol At A
TIA LS BESAPACR S, n-64) R ESAPA HHFol F A .
10% o] U7} %2 AFH,
=AY 43S S, : A
FY2HE AFHFE 5HF 300 mg o|HE Aggt I B
St 4ol At S st vad A1 B4l 1 B
Aol 44 AFIeko] 25 g ol B 4 U Ao frt TR AES e M 1 A
oF80] TFTHA 21 S ARHRICHERE 1~2%F o), 1 A

529 AR, 27, ALF, BRI/ FR AAS ae
- ZNog B 3o o] g3t}
- Ae7E FH s, I B
~ AT SEEAE 2 3-05] A UG,
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A4 YRR 2 S0 Qlstol 4314 e
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FH AN | AYAE, DY, 1% @A 2, a4
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4%, ONTIRUF 2
4) Ezetimibe

(1) ME
Ezetimibe= 2 oA Y AHE T2 oJA5t0] LDL 2 AH S 7HAA7| 28 Aetelato] g g oz 2}
T ARE-EE dHEolth(la, B).

(2) <At
Ezetimibet= 1914 2ol Z0] AFSE olAlstel MiZ 7l shs 710 20 opg e Hx2 sl slo] Al
A epzolr},

(3) ==27|1H™

Ezetimibe:= A%9] £7P4AHe] (822, brush border)¢] NPCIL1 (Niemann Pick Cell 1 Like 1) ©Fa of] 2+-8-5
of, & Zol} G Ate] WHlZ Ao 2 PulH el FulieEe] 2% AEE AFF HE AL Pelshs 714
& Zreth A SUAEEL At 232 5o 2L B9 FEE FU2HER, 2304 FrEE 24
B2 9] ¢oF 2/32 2} A|51=H], ezetimibe: 0]9] AFFE oAsto] vlZH7 sl 28-S st}

EzetimibeZ} 227 {55 HWA] 227 Mol £A)8}= 5-diphosphate-glucuronosyl transferaseol| 2J3f tjA}
5]o] ezetimibe-glucuronideghs thAFEo] HH, o] IAFE-L ezetimibes} A< T53 A7}
Rk’ Aol FEE 1-2247H o] Ho =2 2ot} wizkr]e o 2241ko] ], 780 ti o 2 v =3, b
A= Ao 2 wjA ) ?

1% Ast At AE dF wert gukele] oF 2~4u)j7} AckeE Bavt e, ezetimibelt ezetimibe-
glucuronide} Aholl 9 32 =918 7ol thafrl s Ll v} glomg Mg 2h7)% A8 SAtolid s AR
B3R, C).

F

[>

Bz}l A] /\E]-EJ_IL]- 123 5= Qluh(lla, B). 2BFE B4 9]

Aatx B A1 mAEE B4 9% i v w e
FEA, YAk 3.0 a9} 588t 5= QIth(la, B). AA= R S S22 A AAT[A G35 v
FA= =ttt et AA9e] oFEEHA s 28-S AR A] gt v B ALk AlA9F B8-S Aol FAlolut
g Aslo] 9 =7} ol Xth= B} e} Cyclosporin ARg- SEx}ol| A &= ezetimibe 2] 8% =7} 2~74] Fo}
Fvh= B} 9131, eyclosporin 2HA 9] E5 s 55 S7HAXITtAL A o}, 18|B 2, E &5 cyclosporing A}
k= SAollA] 9] ezetimibe AR AAISHE Zlo] 5 AC R Wtk et AH8-E 739 ZHH 3] FolsiA] A8

ok shH, cyclosporin @F 5ol thaf] 243k kA 02 F4RAS sho] obz §7F AL sfoF drhib, ©).

YA A DT BAtollM ezetimibe THE 2 59} $]oFS v]ulgh A7t 2EH AAIE ARSEE ko] Hlal AFE

91



OX|HEF X2 X|H

o] WlEREA] 75 AW, ezetimibe T | 5.2] LDL Fel|26]2 735k S3hs -19%, S22l Fetadhe
13%, HDL Se261 8 44 3 3%, F47% Zstash 839’ of ek a7 T3 a7EaM At
49 ezetimibe 2] 52 25 10 mg/ L o] 34}\1;]_.4-11

(6) YT A}

Ezetimibe 2] T 733} X18) o} -5 SR15l7] Y3 A7 i Zetel AlAleke] W 8] a3-E vlagh
Zo]t}t, ENHANCE (Ezetimibe and Simvastatin in Hypercholesterolemia Enhances Atherosclerosis Regression)
ATFE 71 AT F B4 YWsH U5 FA19] HskE 13 AT, simvastatin?} ezetimibe 9] -89
o] simvastatin @ QW3 v|w3}e] §-2)8k 7|A A2 W o] Bt} SEAS (Simvastatin and Ezetimibe
in Aortic Stenosis) AToXE T34 WAL P25 SAlol|A] simvastatin? ezetimibe B-§-89, simva-
statin &Y QR ¢] Zpo| & vlaLs}lrt. AE# Abgou thE a2, A28, AT R A% dd, AEAA
Feoll} 3154, H|ZHA HEF0] oA 2 2o] 2 HolR] ¢kgktt. "’ SANDS (Stop Atherosclerosis in Native
Diabetics Study) ollX = 4] 2EF AA| ¢} ezetimibe H-§- @W o] 2t ©d @ ¥of| v Y42 HFH 77
72 mFol|A] 2ho] 2 HolA] Ratget.

9,270 2] WHAIRA FAE fioz T SHARP (Study of Heart and Renal Protection) Ag-ollA&
simvastatin?} ezetimibe 2] ¥-§- @93} $1okS vlatst =], 244, ABR AP, vIS8A HET, B AdH
Aol o] BAS st gt FA A 7|7 SR 4930190, -8 QW X 5atollA] 7] AEH AL
e o] 17% o3t ZHAst itk Ad Alare] Al 35 FollX e HEEA HEFH ARR Aleou =
9] ZHa7t ol gk Akol & BTt ShAIRE A Abgolu AA AMGE, A7 TE Ast S e A 5ad Yokt 1t
o 23 xto] 2 Ho|A] gt

IMPROVE-IT (IMProved Reduction of Outcomes: VYTORIN Efficacy International Trial) QoA 34335
W 23T SAES YA O E simvastatin 40 mg 5 X] &9]] H]3] simvastatin 40 mg/Ezetimibe 10 mg H-& X| &
T4 LDL Zg 28] 20] T 7H48H2]aL(69 mg/dL vs 54 mg/dL), F& AZH Az wAio] 6.4% Fro8HA] 7HAa}
QTH(34.7% vs 32.7%). o] ezetimibe W8 Fofof oJ5)] LDL Zd|2H|E0| U] Rol A A A4 o T 7S 1
ol Zojc} '
£ Q7oA ezetimibe F712 1% LDL S| 2 E S22 At 34 A& 78k 237t glo], 5
=

A T 28 93 A, B) T2 2ElEld) ¥4 29 (la, B) o & A3

N
%0
=

Ezetimibe @5 QW ollA B &3 5282 Be Ml 33 (&o] RFAH) 5o 934a8A 54, W 27to] 9l

[e)
2, W EEhA o AL 23R, ST 3R, A% 7he, A, 28 0%, F5 Sl ek Lol pajelA
=]
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(8) 2715
Ezetimibee]] thgk oF& A7 vh3-2] 7-¢-oll= ARS-& F3THIL C). Aok oAM= o] SHEA|

ol AR FPTHIL, ©). 5737t delu T35 o] W] A5t EAtellA = ARSI, O).

(9) 4%

SHEZ  10mg AAIE 19 18] 58
FH AN FF 2H2EHE, SEAY HAE 3~67]Dutct A9
B2 BE YA} 3F, AFHESF oAn of A8 7ka AHE 19 dF TE 327 Transaminase
o] A% gamma—glutamyltransferase®) ’b} T, o5 A s
= oFE 19l WHS(III, C)
QARG R, O)
HARoIY S5 o] wHYZY]s A3t AN, C)
OES
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4%, ONTIRUF 2
5) 2M|7}-3 X|&AHOmega—3 fatty acids)

(1) M2

Q W|7}-3 AHHAEE n-3 polyunsaturated fatty acids (n-3 PUFA) S B0 2 B2 o|go0 8 E/RECHE
o] ALA (alpha-linolenic acid)2} A4 (seafood) 2l2] EPA (eicosapentaenoic acid), DPA (docosapentaenoic
acid), DHA (docosahezaenoic acid)7} QIt}. o] &, AR ZF7] 93 52 AR5+ A& EPAS} DHAO|
T} ALAE= EPAS} DHAR thAl 2 = QAR QA oA thAEE A& 0.2~8%¢]l E3}sto] ALAZE X5 & 7ol X 2HA]
ahs e Ak & 5 ek

AR A 2u RS T35 AE thALet ofe] 7158 sk T A B olt), o] F 2H7}-3 A k()7
A= EPASF DHAS 23h)2 thadt 713 o= A7 Aot 24 Aol 93 vt S5 Aol AlE A3 oA
Q713 AHkake: At M E Q] o] & Aol 2Hg3te] A7) Aol g mHc  olea Ago 2 A oyt
12 734 2FellM o] AlE9] F-E7-& A8t "r7§ o o] Wby S l“ A0 2 olal &]aL gt} o] Lol A 23 &
o gAY A B Aol Zgshe AL s Ao gEA Aok
Lu|7}-3 Ak 1F AR S g5 0 2 FofstAU(la, B), B33 A ISl 2Rl B8 FoiT 5 9l
t}(IIa, C).

rE n*k

BIEN
19804T) , TRARE o Ak Aol FEE Aol BARH 0512 APRAATE Arks wavt gk, 1
= o]5o] AN71ES Bol M| tizoleks ARt Lhsheh. ol 5 ofe] iR Aol ANEAH AP
o] o ghol] g0l Tk ARdo] BalAa, BN/1E o) FRG Aol uh 0u7k3 Auprelet

ol
AA
(3) =&7|H
Lu7}-3 Ak Aake] el S £318kaL, ZHellA & VIDL, S4A ] S S0l o2 FH|E S
o] 8% ZAALL A A= 242 3} 3 VIDLo| LDL 2|2 28 AT EHE AL Z7IA7| 2, ul$ s
LFAREF SA A &= H7)-3 Aake 2 X 53te] LDL S| 2H &o| thd: S718te A4S & % ). o]
& Ade FAA st Aot g 2 A4 o FEAA vdehs Aol ek HDL ZEl 28l Sl s A
= HDL-C/apoA-I ratio2} HDL2/HDL3 ratioZ 7417t 0|22 HDL W 2] SAA4F gkgo] S713t dlo 712l
3§ Ao g, HDL 22| S0] 7]520 2 7)Ho] Hi Aoz Hojxrt ”

3] AFE-EE 1 g 7€ 3 EPA 47%, DHA 38% &2 AlAlE, AW 500 mg/dL o]A4Fe] 3x}ol|A] 4 g2 471€
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2 45000] FAA 7ot A2 BQon 13%20] HDL ZE2H1E 44 a3+2 Bt ” x2717e] 637
AT olA = FAAM 38.9% 78}, HDL ZU2H1 S 5.9% 3452 £942 Bt 7 A7ol4 LDL 8=
=22 V1Y AE AToNXE 31%, 45 A5 JFolAE 16.7% 5= 2945 B ct

EPA 55%, DHA 20% 2] A AlE AH8-3F EVOLVE oAl = FAAW 500 mg/dL o] de] Ealellr] 12531 2,
3,4 g0 % X238 AT}, 2 g AME Al 26%, 4 g AHS A 31%2] FAA 745 £73-2 B 9ct” Non-HDL Z#| 28| 2
& 2 g AR Al 8%, 4 g AHS- Al 10%2] 738t a3kE B 3t

EPA 96% o]/ gHge] A|A|S AH8-3F MARINE -ollx= S A% 500 mg/dL o]/¢2] &afol| A 125771 2, 4 g
B X5t ls o, 2 g ARS8 Al 20%, 4g AR Al 33%2] FAAM et A9E B AL, LDL 28] Sl thaiA=
ol gigiet”

(6) AT Zut

Qu|7}-3 ko] A d AbaLe] gk JaFell Agh AT Aol ] ofel R 5o Al BstaL &)
o|F o] X1 U}, GISSI—prevenzione DART2 JELIS % GISSI-Heart Faﬂure Alpha—Ornega * SU.FOL.OM3”
5 376~1,800 mg2] thaFet 8-5Fo] Q w|7}-3 AHal 32 EPAE TH50 2 ARE5t], 3~41d 7 518 A A 3ol A
Gt Abge] M F4 BT AT AohEo] nusglth o] F 11,32470) A2AA BAE o S 882
mg®] Qw|7}-3 A ARS ARE-8taL 3.53d%F 34 #&gE GISSI-prevenzione AT-olA= X502 ARIA AL, 54
£ FosHl 2odF Ao Uelt o, 18,6459 9 A EF A5 o2 5to] 1.8 go] EPAE ARS-8FaL 51dzt
2] {3 JELS 97 ] A APEE 2T fr g &bol7t gl o, S8 AR ALE REAAFE EHE B
Ak, 6,975% 9 RHAARH FAE dFom 882 mgo| Qu7b-3 APARE ARgskaL oF 4%t A #Ag)
GISSI-Heart Failure 01—7-0]]*1% AR AP, A Abgo] tiTel s At 32 B gt} kA9 Alpha-
Omega, SUFOL.OM3 Q7504 HZo| FAANZZMNE 742 oF 2,000~5,000 0] SA=S tharo 2 ~elel o
= X 59} 2et"lof| e u|7}-3 At W@ A 55 vlwgh A¥, ov|7}-3 At @A sto] ti kel BlE) f-ofst
Al AF=5 7Hd8HA] Zst gt ol& 207 A=l i‘é}ﬂ 08,80078 9] 2t5 & F&sto] HEREM g A olM = FAL
E, AR APEE, FA) A A 2 HEF S-S frelal #aA71A B3

SEEEREE SRR PP ! ifoqom»}(na B), Zebelst 1§01 5 9Irk(la, ©), 2k
B Folaha gl FHATA Mot A Bl thalAlE F7H49 A7t Bastct

(7) mxtg

AR §FomE vy ARAL RAGe gk 2N HEF, ¥ 4%, WY oA B F7he] Bt o)

T} 222 2817 Age] 7o, TE, EY, M WAL e Edoly "ﬂ’\‘ﬂ ghE =21t Aot )lar, 3R] s,
FEolU 7tEeS, AT o] RuE7|% 3}9th. GISSI-prevenzione Aol A= o]9} -2 Bzlg- 0 7 o559 ot
L ALEIZF 5% vl ekol AL, o] FA AHS-E oFE g0l 81 3 g U wl of WIWshA HR AT

(8) 2715
o] oFEoll thgk 1l vhg- loll= 583 T71= fivk. gAlell thallM= vl= FDA 77 class C2A], 2FEAH-2|
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NPT} 11~150% FHashs Ao 2 Walget. TR 5219} =738 dAvhs dhd #EAS Holx] ggko
ol FEAH g Ao wg FE EE A5 FAAY FAE A3 232 Y73t} Copenhagen City Heart

e FU BFolA S48 &2 el oM 4T FAAAY ] A7 STV H A 2R =T S
© 2 YR ARE Women's Health study d7olld F-28HA] 52 g ollx] S43 T A o] 23] 9} = 44
A AAS Y PR B o] Ytk A JstaATollA lipoprotein (a) [Lp(a)] 317} 0 W ¥E
AR =7t Z7Fsgict. 3170 A 56,0109 /o 2 weREA] A¥, HEF AbellA Lp (a) #2171 f-2]8t
YL, Ip (@) #2171 718 =& Ak (highest tertile)-& 7 w2 D (lowest tertile) o] Blsho] H&5 44 913
2% Ee AT BAHY

0

mlm

2 ool Mok o2 Tk °°"
Wronz 1oy W
32 :

f
g
)

(2) & A7

% 165,792 0] 331 237 HEF YA} ool w3t el &9 ATE IEH*q g A3}, e A 57 ollA]
ZZ Ao 18% (95% CI 13% to 23%; p<0.0001) 7HA3laL, H&E WA Z718kA] 2THRR, 1.03, 95% CI
0.75 to 1.41, p=0.88)."" 2E}€l X2 2 LDL Z#2H|E0] 1 mmol/l (387 mg/dL) 723t Y EF wAjol 21.1%
(95% CI, 6.3% to 33.5%; p=0.009) 743} i}, H| 2Bt A| 2 A8} ofA| = HEF oY axr} 3le 7Fs Aol Jloevt
o} A7 A= AR} FHe1A] et Yololal(Niacin)g Foigt 7-9- A4 W& ata-g 233 HE50] i)
& 24% AN Z o, Ao | Qutatg 293 HEFut T3ehE o &3t EehA) gghet ' BakE e A
o] 9lo WA HDL 28 E0] ¥ 7% gemfibrozil& Fofstd HEF FHAF =7t 31% (95% CI, 2~52%;
p=0.036) &3t giet.”
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0

3) HEZ<2| o[xt oflf} O|MXIHES

(1) SPARCL ¢+

& o]z} ofutol] 3k F- A3 219 & 97-¢1 SPARCL (the Stroke Prevention by Aggressive Reduction
in Cholesterol Levels)2 &4 gt Gof|A] 071 € Alo]<] 3 9 Aa] &Iz A5 F A2 se] #A
o] g1 0 WA LDL Zd|2H|Z0] 100~190 mg/dLe] 4,731%HS 2 F3}o] atorvastatin 80 mg F-of3} ¢]oko 11
729 wjgato] HEFe] WAl BEe Itk B 4.949(4.0-6.6) 2] FH @ 717k Fet AEhEl FololA 265
H(11.2%), 91F FofiollA] 3119 (13.1%) ol|A] H&5o] &iste] 51 A7F Aol ¢ €7 A& (absolute risk reduction)
2 2.2%, 98-S (adjusted hazard ratio)& 0.84 (95% AZF7F 0.71~0.99) 2 2}l FofFoA SAH o2 2jn]
U= (p=0.03) HEF o A94E B vk L8] 28-S Fofal e SPARCL A7+ $19FS ARS8 7399} vl
slo] Tk & AA| 9] Aol T £3] #FE Y o, 71| thE 2 I ATEF vlasto] IF AAAY 25 B4
35 T oY FAE HollA & zol= it 7 F8slal =dho] H FEe A FoTox S84 HEF
Z7He Ao 2 vy et 28] w3t

SPARCL 917-5 2= =343 3(AHA) ¢} PS5 33 (ASA) oM = Aldad o] AU F230] = 5
2373314 o} o] w A Mol 2ebe AMS-S W sk, Fel2H| & 535 LDL Y 2H 5L 7|F2 2 100 mg/dL °]
sl2, o] 9P ATS Fulket 1 FT IAAEQ 7970 mg/dL o5t =2 T2 A=A X282 AT, A), =5
AP BATo] Yl FY 2B S SV A S H78 8 Bl = ek ARg-S ATskgieh, ©).

(2) EBY =EZ0) 3t =at
JstAT o oA AAF 0] HEF) AAAANAE =dho] AT, AR oA AAF A=Al ~efe]
FoP} 955 AAATH: ofe] ATE Fol FE vt Grk et R ATN BRE A FA2HE 5

Q72
o & Yste] BN e 18 éE}EJPJ ATAS A FAR =i sl slol ek 5 opel Wl 1

40 rng«l simvastating AH8-31 HPS OHLOHH Y& WEo] ol 3,2809 (HA| At 16%)S tiF o= gt
]

31¢] A ol|A] AAH Q] HEFT TG EAY ST B5)ES oA EJoH e HEZo] Frlete F3S
19t} " SPARCLAT- oM E 1188 ~E}El (atorvastatin 80mg) F-oI2 AR HEF A-S Zol= 572 Flsle]
o1} H&EHL 238 66% St “ SPARCLATE HEF AR S 95k el Folg | tst ZAHE Al

A Hglont, LEH ekl Folsl B KNS U 2 ol Bejgtth ¥EFe] el did
SPARCLEIT-#] 819] 2Ael xZHo] gyl A48 B9, B4 4% re g .
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HEFo] gol Mg Zlo 2 el on, o
AT 7|A] FAe) LDL 228 & 54 €
9}1:]_ 14,18

S oldell HEdol AW A7 7P AET AR B
—L

A
LDL ZE28E FA71 HEd o] B o v]Al= 9 A &

(3) LIEZ o2 ¢St LDL SHAHE SEX|

HEF dAA IDL ZH|2H1E 58X & oY 2942 323 D9 729 2 A7 obA7HA 2R
¥ RAo| Qirt. wehd HE5 o)A} dfollA LDL Fel 28 E9] Ex X5 W3] 517]% o] @}, 18y SPARCL A+
o] AR EAeA] IDL Z| 2822 70 mg/dL wwho g v FollA] 28%2] YHE 72 (HR, 0.72; 95% CI,
0.59~0.89; p=0.0018)2 ® Qo n ¥&H 9] Hagt Z7H= gIITHHR, 1.28; 95% CI, 0.78~2.09; p=0.3358)."" LDL
2= S-S AFA R A= A5l dig T A 2AK] $lete, 207] HEF A} ol 2
o]z} ol /FAIF (170,00078)2 HIEREA g Aol of5Hd LDL 8| 2H| & 1 mmol/l H4 w 22%(RR, 0.78, 95%
CI0.76~0.80; p<0.0001) ¥ &% ¥zt 37} gl Ao 2 Uehto ] ¥&d ] S7h= Holx] ggirt.” o2

FHES HEF ol3} el AT LDL FU2e| 8] 28E AASAR, F o 9% Avke @A) 99

=i
=

112
31 = 9 Treat Stroke to Target (TST) trial (ClinicalTrials.gov, unique identifier: NCT01252875)2 A7 Ko}
of & Flo]t},

ofrlo}Qlo|A] T2 =2l F|al QI+ A&7 2EFel 9] §3= pravastatin 10 mgS A|geFo 2 P a1 Q1= Japan
Statin Treatment Against Recurrent Stroke (J-STARS, ClinicalTrials.gov, unique identifier: NCT00221104)2] 2
= 7IoteEtor & Aot

(4) AEME! ol2l9] X|IHXMsHMe| LIEF ot =1t

AIM-HIGHTE= simvastatin 40~80 mg¥} ezetimibe® |22 Whil gl SAEA A4 thololal AA|
(Niaspan: 1,500~2,000 mg)9} $JeFS Fofsla AP AATE £U 5 J=A] Felstr] sl A AT ool
g aylo] A8 NS WA 13 A ATAIZ 3 vkl Fakgint X 53] HEF whg e izl H]§| ool
B 8-aollA] 26l (ZHZ} 1297 289) 717k T AS BTt HPS2-THRIVE A7 25,673%-2 o2 volojil/
ralofibrant®} $]oFS vl o AEAAST A AP, HXHA A28, HEF, dEH AdFsol U
oo}l /ralofibrant el Al 14,50, A 15% 2 SAH 0.2 F-2l3k 2to] S Kol A E3ir} ' BAll= fafukg-o
2 volo}il/ralofibrant ¥-§ F-oftellA] 1,000 30712 frafigh-g-o] HAYgH 2102 YePgaL o] 71-2d HE8 S
2 2] AF=7}0.7% =A Uelth HDL ZEl2H &9 dF5=E 22)7] A N2 A=A 7P F5
ok Zlo] 2 AH E ol 2 A AA|A o|et, 21 F 7Hd W] 7 Torcetrapib-2 ILLUMINATE 3]
A AERAZ ] A E B APEEO] tRT oA Bt o EolAlE Ao = vehd Qb ol gk - = Qlte] 27

h=4 =
ol §1 &= 2ek” Dalcetrapib dal-OUTCOMES $379] 84148 WP Al e 57 #4124, A8 aA% o
o gk avrt 18 HAEA ekgrow, olol thah AT A A F ol Yck.”
(5) MZ2 O|MXIZES X|=XIHoil CHEt =2t
=)

FH v 39t v= ST

_,d
i

ET 3 A HSELH Ao HET AL A BAH S WY T
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o

EHTH 2013 ACC/AHA ARAE 7Wko 2 HAT A= EHS vha o] A28 A3 ARFE F7hglc
1B A0 SAERA A BERBASCVD) 8 A R, 1L Ze=e ] 100 mg L ]
woleh Z373stoll olat ¥4 i Ash M P BAE FEd AN LS 915 28 A2 sHop
ks vl golc). T2t 2013 ACC/AHA AR A6l LDL a8 & el BEA7E gloldl A, A o
23 AN o ARARANE ZEAE AN A 2ket o] A BT vF el ARG T2 ATE 2A=
RHEQI7] whzol §-2lubet Bdol i@ AR A SA A olel$u, 45 T 2% BAS oz @ 2A Y
olEl7} Qlofobet 248 3ol AHE Aolct.

(6) 2
g A5z | 2A 52
ZoEm sty AN A7 8 @ SAle LDL 28 A8 20] 100 me/dL o]
1 Aol A9 HEE A AR ojstel Jeidt AAANA FE g A Ars A 1 B
w3
LDL 28 28E0] 100 mg/dL w]glo] i, FAHEMASHY Axlgusto] gujate,
9 ZAEWAse] o3t WA EE o3bg K@U S st AAANN ERE T c
oJs) ~Ele A28 AT,

o2

D —
LRSS
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() mynzzay ounzEs

TE A1 A S (chronic kidney disease) 2] FHEL A AA|Z o2 7127 F718kaL I Ao, ole} A=A =
o]grolu} o)z H] o] F7} HA] FHZ Z A EAIR tFHAL Yt H2 oY d7-El ostd A2 AE
BAESE TN E RS0 AP 9 Q10 & A EakaL gl om o] 9 TAIAZ e 27| 7E F7lsh= A
o2 deA Jok

G5 A2 7L A7l ol At wet £4420 o3-S Btk vl Aol 27|15 e
= EA Al 47 0 B triglyceride-rich lipoproteine] YAt F71 & Zh2 8 435 2] W3}l 2 A A5H e 7+
Zrof| o3t A ] F7ket HDL S 2HIES 248 & & 92 ol A4S =E non-HDL S| 2H &%

apolipoprotein Be] 8% 52 Z71A171t}, Bt ol LDL ¢8| =9 subclassoll = ¥H3}7F A 7= =3
small dense LDL 947t8] S717} S22 oltt. o] F- A17]50] TS A5t wi2h (53] #4588 Q5= 27107
7ol o]2%) LDL S| 2H| 22| 3l == TS AstEaL ofof wle} F2d2H 1 E 2 LDL S| 2H E2] 5217}
2Fs8hH lipoprotein (a) 3% GA] F AFAIZEo] Aol met F71sts Aol 5 olt}.

OVIALE TS AEBALE R F2 AR T shuz & LA o A AVsE 7 #AE] B¢, &
E}El (HMG-CoA reductase inhibitors) & AHg-5le] 22 0 2 o| A 28 F2 e]sl= Ao] A AA 23] U=}
T2 o]z} atol &7} glgo] v A o), A A o 7 v AAE-S AEHEl S AL2-3)

Thotuz} o JA AT T ] Folut dlFUAkz:A 9] o] A] obAl e dBA = AH ol 9l

2o] 2729l 91010 2 TN ATNASS tAfo = o oA YR Ql

SR o] 3-5E = B Abello it A AR EEd vt gler, of

Improving Global Outcomes (KDIGO) ellx &= A A2 9] o] ¢ A AP Fo] Aol theh A3 23x3h vt 9l
o' HA AQEF] 714 2 ol HERE WHINZABAES] 4S5 LDL ZH 28 Eo] ArhEA7t dlFeh 2429
FABAE Zhertar 1) o3 9-n, AR o] =E2eh] $aiA 2B S XU S A8FeR THD T
T, AR SRS NS 2 o] SR EA| gkt o] TOR AEER S A5 Adr Jr|EowH
LDL S 2HE X710 AHAESlAL o] & t4lslo] future cardiovascular risk (rates per 1,000 person years)

7H AR EITE A, =3 2ol i 25Tt AR 0= ofmd oS el Hoh 2AE F A 52 = 7 Aok

O
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jur}
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dney Disease:
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E 5-1. AlAofztEol T

AEA o T A oA A mL/min/1,73 m’
Gl High and optimal >90
G2 Mild 60~89
G3a Mild—moderate 45~59
G3b Mederate—severe 30~44
G4 Severe 15~29
G5 Kidney failure <15

Statin GFR G1-G2 GFR G3a—G5*

lovastatin AAA 7| 51} =gk o)A
fluvastatin A7 TU 8 80’
atorvastatin QA7 50 L& 20°
rosuvastatin QA7 50 s L& 10°

simvastatin/exetimibe QA7 50 s L& 20/10'
pravastatin A7 s TLEF 40
simvastatin A7 s TLEF 40
pitavastatin A7 150 S UEF 2
FAEHAR] FAREE Qsks THAIASAL W Alo]AlE Al vE2 UHAIARIA S-S R

T2A, 3L 715A o] 3719 ol NS 495 Ageh o) TAA o2 Thee] A5 ek
A}
o

I A4 459 Aaglo] AFtAl olzhg-o] 3709 ol 60 mL/min/1.73 m* vlgko & 7has) Q= 44
@ AltA| 7o) A 7+ The Kidney Disease: Improving Global Outcomes 2009 (KDIGO 2009) &
Foll AT GE 5-1).
2) 84 U 8
AF7A| 01328 60 mL/min/1.73 m® o] 4F2] A RS AR (Ao A2 Al ke Sk A 9))E AT F U3 oA
/8-7F] AHg-0] 585} AR o8- 60 mL/min/1.73 m® vgke] RHIA A S AR 11830 2Bl AL A] b A
o ek & A=rt glom FAH] Ra-ge] mejFFo R, 7|E iR AT oM ARgetE Sl tig A
87} e A-olle I AelM el T §Fo R Fort ARET (R 5-2). ©, G ofAloRIeM = & 5-29] §F
Hrh A SN LDL Ze|2E| 20 714" 2 QgAEe] 34 o] @FEdomg, ¥ S2onth AgFow
A58 AL aefstojof grt. Zh 2t W okt 58 8 5-30 EAISHAT
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E 53, ABtElo] YyotEEE S

rosuvastatin atorvastatin simvastatin lovastatin pravastatin fluvastatin
HE7k7] (A]) 20.8 15~30 2~3 2.9 1.3~2.8 0.5~2.3
Qv (%) 10 <2 13 10 20 6
CYP—-3A4 A} X o) e) e) X X
CYP tA} 2CY9 3A4 3A4 3A4 sulfation 2CY9

3) X|I&s ¢ ot H oA Ant

(1) 2rdazsRte] &3 XI& oldofl et MUY
O "R g AR oM T A HARE Aldshs Ao] dlFol =go] ddt

21 7Afolm] 5 o] X AR Fo] wxid 7

H|uL %] FAA Fgo] 2 0 HA] vZFAQl
T3 S5, AT, B, 7HE8 2 Vel RAV A S 284 5o Fof 5o o]abA] o] AE S uA Y
e =go] Hlug ARt

@ LD J Z77} B=35t LDL S 2H = 2 9] 24

L Z 288 $X71 "2 A3t o $5 2 ukdeith=

2 o] gl SAW ol wh2 QA7 EAstaL, 28 Fo F LDL ZHAH S0 EUE ol B 2 94H 2
2 7Rt T g RE5StE R, v AS Rd Al o] F9] LDL FH|2H| & X o gt dE3 0]
714 32 Ars BAA et ©, 828 -8 = (adherence) of| gk H717E 2 2.3k 44, T
W3S el ), 716t o]aHA o F AP S ko] H g 44, -2 2B X 5.9 AlRRE 918 504
2] #x}of| A 10-year cardiovascular risk 2] 717} D23t 7-¢- 5 32} ¥ Ao wlg} 7fE A o 2 272

K

AN

rlo

(2) gl ordMESsxte| S| AHE Zst ASXIR
@O A AZ AL QlojA] Zd|2EHE 78ty F #ste] The European Society of Cardiology (ESC) and
The European Atherosclerosis Society (EAS)9] 2011d% |3 oAE g A AFe coronary artery
disease (CAD) risk equivalent® ZH5" o] S|4 LDL 2 ZEIE4 FaAT]E Aol 44U A&5dd
< 7FFskaL glet
@ 20139 KDIGO A3 ol S v gejste] #35mdgke] A= el WA P s} vk 7412 &
Etel ARg-o] TR0 =t i Tl 23S w52 e bl s W A3 (coronary death or
non-fatal myocardial infarction)¢] 10d SN H =7} 10%E Z2Hshs 492 2EEl (8 gt o2 A4
atglon, of7]of= 1,268,029%¢] The Alberta Kidney Disease Cohort'o] Mol 231,
L 504 o] dell A ARl o2& 60 mL/min/1.73 m” W] Rko] 2|5k £42- 81%] ¢h= 87} Aehed [ AE)
&/ezetimibe HFANE AH-3E A2l dtell a3,
I 504 mRtollX s B aae] 7|9, =1, 3184 HEF9 7194, = FF 1083t coronary
death B== non-fatal myocardial infarction®] A H =7} 10%E 23sh= 74371 2EHE [ 2Bl
/ezetimibe BEANE AH8-3 M| mofdol gt

F
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® S0A ool hA] AFEA| 932 60 mL/min/1.73 m” o/32] RHI A A EA} [ -8 el (+) 2 4 2754

=
510l ¢, =2 AEUA AREE 2 1o AASS Zhu 914 eke dukltel] vlsto] 2EHR o) o3 &
7Y A& Aoz A A= %‘Li ZEFEle] Fof7} ARG,
A&l EAXEE Q5= vAAAS L] 4 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)(), SHARP (Study of Heart and Renal Protection)” 5 3
el it A L9l T AT AFEL 2AR 2etele] A4 BAE fol3 Bt A5 vl
ack A2 9 dFEA FA D post-hoc FTEL Eall D3 subgroupellx] ZEFEIL] AL-0] Z7}7} k=
®azh Qo 1 ofgke wakeA] edrh wEhA post-hoc ATFEL] kol HW U3 subgroupelt} 7]
dfoinio] 71 AS, He 2ol A2BAZ BA] gl B9 5 AP BALANE 25 A2 el
slont, the el 71 55 Tt Ao gl 494} Al B85k T o] burdeno] 2 4 ol
EPES FofalA] o Aol uhgrsic
AR FAARE S8t WAL S ALZ A 2EHE] B Z‘—E}ﬂ/ ezetimibe H58A| X 5& A= A6
A ot FAAR A ol 24840 U 2HEE LAk FAD AT AL
- o171ol A AR A7 A= flort SHARP study94 gl BALE T 349%(2,1419) 2] B4, AT
2 ) Qgkort AT A9 Fol FAA2E A olS AN frofat Az
AR, £Ag AR oIThE o ke 2 AEhEl i 2EHE)/ezetimibe HEAE ABH L

ARSA o} AR 2E 51 9 BAS ) WAL 1 EA} 4L Aol TR T

>
4)

2o X
fo le rlr
S b

>

N
-

o i B 5o
>
Mo
32 2
o >
o r|f
I
1%
"

n& I
§

(WO
ol
i)

Y,
fo

&
N
b
=
k) rlr
(e
do
tl<.'4
i
T
o
)
I
ok
S,
o
)
o
&
v

2
)
1
o
>
Og(:,l’
3i-d
rlo

d
g,
X,
>,

A AL 2] 73-9- #AF A Sk (coronary death+ non-fatal myocardial infarction)
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FUA3 2 W Astel o3 Ay, 22|11 HEF 5o F2 @Al Folsl ashe AEegit
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(2012 Update of the Canadian Cardiovascular Society Guidelines

for the Diagnosis and Treatment of Dyslipidemia for the Prevention of
Cardiovascular Disease in the Adult)

201293 714 = Ay} -8 AUt @ #@8}3] (Canadian Cardiovascular Society: CCS) 20093 A &-& 7§45}
o 2L A Aage} € g3 AFS whedste] wHEQITE. GRADE (The Grading of Recommendations
Assesment, Development and Evaluation) | A2 ©]-8-5} 21t}

AL G712 YA =7 AEBZES =8-S 183 2AEAES Framingham 93735 (Total cardio-
vascular Framingham Risk Score)7} L€t LDL F#| 28| &o] YA Q1 X5 12 o] A|vk, thA] 2 02 o} FX]
B} non-HDL |2 Eo] F7FE AUt vHdA1 28k 1 18 88 T3 w7 X 57t F2 =

o},

1) SR>z A

OAEH YIS AR o) FA} 40~75A, oA} 50~754121 7%, vl 3~51dn}t} Framingham 292 103 13
SE AR AL Aagith, HA% AL dxFH o2 WA Framingham 8% A5 o-83tHALTE T
<HTE B).

@ &2 FAeAM = Ho A47t HAEE S10] whgstA] Xt gzte] Ad# vo| & Alitete] s, of
AL BAR stolg A& e By Ao =28l 3171 $13telthd, A).

2) QETE X|B(FE 61

@O A ¢ A (Framingham A4 <10%) A= LDL Z#| 28 Z >5.0 mmol/L (195 mg/dL) o] Ar}, 424 01444
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£ 6-1 juich ABRIFIM 522 BAs TR SIEE FAol JluEt 2B AR SEA

Risk level Initiate therapy if Primary target LDL C Alternate target

High Consider treatment in all <2 mmol/L or >50% decrease in > apoB<0.8 g/L

FRS>20%  (Strong, High) LDL—C(Strong, High) > Non HDL-C<2.6
mmol/L(Strong, High)

Intermediate > LDL—C> 3.5 mmol/L(Strong, <2 mmol/L or >50% decrease in » apoB<0.8 mg/L

FRS Moderate) LDL—C(Strong, Moderate) » non—HDL-C<2.6

10%~19% » For LDL—-C<3,5 consider if: mmol/L(Strong, High)

apoB>1,2 g/L or non—-HDL—-C>4.3
mmol/L(Strong, Moderate)
Low » L.DL-C>5.0 mmol/L >50% reduction in LDL—C
FRS<10% > Familial hypercholesterolemia (Strong, Moderate)
(Strong, Moderate)

A, 7154 1ZEEEHED D) 0] de A1l FEAEE AL, B).
@ ANGTollM 57} A2 74, LDL ZE| 28| S 7|A X oA >50% ZstAl7 = AS HFRE 3h(, B).
@ FHAFF(10%<Framingham F4= <20%) o4& LDL Zd2HE >3.5 mmol/L(137 mg/dL) ] 7-$-of ]

8 oA LDL 2 2HE <3.5 mmol/L, oFZAEWMB >12 g/L, 32 non-HDL S| 2HE >4.3

mmol/L (167 mg/dL)}] 73-%-¢lli=, FEAFE o] Y= EAIA el As iﬂl?‘&ﬂr(l B).

® FHAPT AN 57t 212 789, LDL Z8| 28 & <2.0 mmol/L (78 mg/dL) Z1AA A =50% st
A7 AL FEZ 3, A Ex X ol ZAEMB <0.8 g/l 32 non-HDL E’-Eﬂ/\Eﬂi <2.6 mmol/L
(101 mg/dL)°]t}(, B).

© AP A FAAsL 57 EUF, 52 B4 Framingham 4 >20%, 3 >15d 084 30
Al o], B o] HA] 404 o] 22 v AIEH T, P AES, 52 uHFE 1FYE I, B).

@ 2YgTolA X157} A12HE -, LDL | 2HE <2.0 mmol/L (78 mg/dL) Z-2 7|A x| oA >50% 735}A]
7= AL EX2 34, B), A 53 X]= ol AT B <0.8 g/L -2 non-HDL FH2HE <2.6 mmol/L
(101 mg/dL)o]T}(, A).

3) Y& =3Hrisk stratification)S 2|st O|x} ZA}

FUAYRORES 24 Framingham Y I 10-19900184 5 AYLA Dok ) A9 A= o
o oA, A& Baro] BT B9l NBE Z4L PAM oAk FALS ATBTH, B).

o AR AeAlgroln] slAlAR el AHel PFE Z 5 912 vl o] HE LIIF2 AP Al 2
ALS) FRE P 4RI A 02 S TeFich 288 Aol H Ale, 2 ACR, hsCRP AL & 5+ 913, 9
ol a2} ABIL 575 AFE & 5+ 9IEk(Ib, O,
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O RE ARgolAl 278 AAsdE dagch (1) 2748 AT fA8H] 98 F5% duA@2)AA; (2)
oA, I, whole-grain cereal, tHE¥3} -2 THEZ3|A|HME (3) ERAAH :% 3}laL, 2 AR <7%0|
™ 317 F olUA] AF 9] <30%= Ak 4) 3 ARE AF >30 g5 5) oA AT Fol IAUL AEH A
7} A5 E Al 29281 E AFHE 3 200 mgE A|gHIIb, B)

@ AR A Z2 88 A= 242 A3l ASE A4l Portfolio, -2 DASH 2JAFS AT, A). S8~
B2 4skE $18iA] phytosterol, 7HA A7, 7, A3FE dLg.

@ AlelA AEd AP = A7He Sl ol 10 o), EFUell F 1508 o) T =-374 = (moderate to
vigorous) Ak 55 AAITH, A).

® FAE ok 3km(, B), T2 A 37 30 g ol3H1-22h 2 AFIITHII, B).

flo

5 47}ellA o]

°‘°l Rom O}EHQ} Z%Ol dar 5&‘:}1 (1) Zetel 3 #AHE BE S AAH o2 @E&E} SA71Hez U
°f 7Fs gt Z2EBH 79k 255 2] $l3l, AR, e 2B Fof, AR Fof, ANE TS shal #AT
1, C); 2) BA7IAE Foll At 3= A 7S A2 e 2EdS

o2
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2

Anderson TJ, Gregoire J, Hegele RA, Couture P, Mancini GB, McPherson R, et al. 2012 update of the Canadian Cardiovascular
Society guidelines for the diagnosis and treatment of dyslipidemia for the prevention of cardiovascular disease in the adult, Can

J Cardiol 2013;29:151-167.
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(Japan Atherosclerosis Society [JAS] guideline for the diagnosis and
prevention of atherosclerotic cardiovascular diseases in Japan-2012 version)

1) OISXIZE S| ZIH 7I1E

AE oA LDL Y 2HZS 2389 v FaXE 140 mg/dLo|H ZZY2H & kst 220 mg/dLo|t}.
NIPPON DATAS0E B ZZ ¢ 2| 20| 220 mg/dLS] 73-9- <180 mg/dLY wjHc}t A A =7} 1.58) =}, LDL
ZH2HE HEAE 5 Y13 AA ) 2-9-5H, LDL Ze2HE 120~139 mg/dL2 7714 ILDL ZEH e 235
o g2 AHolgitt AHDL Fd|2H 85L& HDL FH2HE <40 mg/dLE A28, $AAW >150 mg/dL& 15
AAEFToE Aofgit,

2) HoiglE=ol 7[Hst RE B3t

2 Azl At oAl NIPPON DATAS) Ztel] ule} Atat Au) 9P=g 7ho = JRa4% JP=g 3
3ttt o] A o), AW, P, AR FA, 57 W}, 22U 2E 2L PR L, o2 o] g3to] B
ol Agho] ol3k Aol Aol A =S AR T

B ARe BER A 9g 104 A}uc} AYmE 22009 B9 SABTcategory I, >0.5%elA <2%2] 35+

%z}sqfé (category ID), <0.5%2] -8 A1 ¥ (category DO 2 E-FHHL}, YolA] nFe|2el S WS )

Aol K18 717} 5 glela] U SISl S, HAAT, WA N, B2
28 APAALH, 0ol @ 712w Sl TAFEe R FFATHIY 6-1). o] FFE AHDL Z el

_4

r f

et o

Ra

mﬁ
o{x 19

f-l

| Screening for dyslipidemia ] Yes
History of coronary artcry discase (CAD) |:> Sccondary prevention
No :
Any of the following:

1) DM Yes

2) CKD

3) Noncardiogenic cercbral infarction [:'> Caregory III

4) PAD
No {>

Management categorics based on absolute risk for the primary prevention of CAD

Additional risk factors

Onc or more of the following:

10-year probability (absolute (1) Hypo-HDL cholestcrolemia (HDL-C <40
risk) of CAD deach derived No additional risk mg/dL)
from NIPPON DATAS0 factors (2) Family history of premature CAD in first-

degree relatives (a man aged <55 years or a
women aged <65 ycars)
(3) Impaired glucose tolcrance

<0.5% Category I Category II
20.5%—<2.0% Category II Catcgory 11
>2.0% Category 111 Category [11
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Hed. % =

I 6-2, Z} TN X ZSEX|
. Management Lipid management target (mg/dL)
Therapeutic principle
category LDL-C HDL-C TG non—HDL-C
Primary prevention Category I <160 <190
Drug therapy should be considered Category I1 <140 <170
fter lifestyl dificati Cat 111 <120 <150
after lifestyle mo 1 ication ategory > 40 <150
Secondary prevention )
) History of

Drug therapy should be considered, CAD <100 <130

together with lifestyle modifacation

BN

7] BFEHRAE 7tEY, s ezt EHEA| ko ug, o] 7|Ee g 7l o] i3 EH categoryE
gt

’

3k

[e]

oX i
ek
ool

3) XZ=HX|

*]

daE ol BAfM = dA7IRE AR A Fofl WS FRIF F AHFA RS AT AP IDL F8|=H|
=3A|7F <160 mg/dL, FXHH P2 <140 mg/dL, A P2 <120 mg/dLo|t. o] H3X| /g2 ALAL o
S AR ofUt}, 7] A9l vlEREA oll4= LDL Z#| 282 20~30% r2x3h B-s 28 A-Eo] 30%

XN

AT ZHagitta B s gl ow, o]of wie} LDL S| 2H| & 20~30% 733te 512 & 5 9}, o|x} oW Salex =
LDL e 2HE 5X X <100 mg/dLo|th(EE 6-2). o]d A vz SR EEAE <150 mg/dL,
HDL Z¥|2H & 53 2= >40 mg/dLS Ao}

*]

13 AT AR WA PTG ol A AI ot ol ol BN B eI Teistol, o YA BEA
7} B eaheha FASARE, oldl BEA ol vk 2AE ob8] Rsict,

4) X|=

T, AL 8ol At o EAtelM s AR 8L SR & F Ao =IhA] Rk
FEARE v} BT NAG Aol AL Tl FEABE AR
ILDL ZA=HELT SAlollM FEARE & of, WA AR 2EHeE Aot &
EjH B 2EpRl B8y, 2Bl S ARES 5 gl ol e}, 2Bl EPA
HEDS0] o RHFT A8 83ttt AL AHDL Ze=H &Y
YRk A7} e e

olN
o
offt
o
i
o
:{o
=
jug
c
k)

o2

o2l

Teramoto T, Sasaki J, Ishibashi S, Birou S, Daida H, Dohi S, et al. Executive summary of the Japan Atherosclerosis Society (JAS)
guidelines for the diagnosis and prevention of atherosclerotic cardiovascular disease in Japan-2012 version, J Atheroscler Thromb
2013;20:517-523,
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