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g5 EYAHE Huo ==

ABCG5/8
ACAT
CE

CETP
CM

HDL
HMG-CoA
LCAT
LDL

LPL

LRP
NCEP
NPC1L1
pCEH

PL

PON
SREBP2
TG
VLDL

o o

ATP-binding cassette transporter 5 and 8
acyl-CoA cholesterol acyl transferase
cholesterol ester

cholesteryl ester transfer protein
chylomicron

high—density lipoprotein
3-hydroxy-3-methylglutaryl-coenzyme A
lecithin @ cholesterol acyl transferase
low-density lipoprotein

lipoprotein lipase

LDL receptor-related protein

national cholesterol education program
niemann—-pick C1 like 1 protein
pancreas cholesterol ester hydrolase
phosphlipid

para OX0 nas

sterol regulatory element biding protein2
triglyceride

very low—-density lipoprotein
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AY2ISHE 7159 B2t 7t0l=

|
=
rHu

o] 7ho| =Rl A7 s4E 71 YR E NEst
bdA ] 754 (BF EALHE

715 e® Aol AAE 7St a8/ EolaA A H A,

B auws A

1. 74

’t. 2S|IAHIE

(1) S 2rHE9 2

T2o] 22 oA HAEE A Ro|T A2 HPels Ty AHEL o} A X0 23
sHe 24 o] AW QA AT} Amute] 4 HEo|th 1 1). TRAF 44719} o] %
A 1Y 7L o, AYFeel FYaEEe Bol 2 %7 gl Bako] 3)5o]
ol5% 4 glou A (ipoprotein)olahs E43 Fejo] T2F olFo] WS Fof

2HEE T

HO Cholesterol

a9 1 S AHES A

Akl 210 22 Bo) A4 A A(triglyceride, cholesteryl ester), EHO| XA A2
(phospholipid, free cholesterol) ¥ ol2ZX @l (apolipoprotein) 0.2 /48 IEA}FTFC]
843 BEgAlolH, @ ZHAEHEY 2/3+ ZHAHE JAHEFHE HaL QITHER 1).




gE EYLHE Huo =22 E + US

—
¥ 1 X|ChEo| 2 Ol £
K| RISLA (o
X[t Uc(g/dl) | OFEXITH | FQIY S0
TG Chol PL
Al, All, B48
Ea) = » AL, baS, AR} ~ ~ ~
AR=Ra I A 0.95 CL CIL CIIL E 80~95 2~7 3~9
VLDL 0.95~1.006 | B1OO CLCIL | 155 g0 | 5~15 | 10~20
CIII, E
LDL 1.019~1.063 B100 VLDL 5~15 40~50 20~25
HDL 1.063~1.210 | AL AL CL 72| 5~10 | 5~25 | 2~30

CIL CIIIL D, E =

A& HARRISON'S, W#s}l, =A&3 MIP

(7}) 22032 (chylomicron)
Ao HFAHAE), ZHAHE 9 T2 X84 SIHEEC| &4 SH T gAY
ARS8l A4 Q] ThE HEo 2 SutEl= tARE 2o A Alo]A|dto] A2 n| 3.2 Akl S

B/dsto] 5o BH|5h= T3 N7 HE Rt

(Lh =X EX|THE(VLDL)

oA BEE S0l S5 JAEA, 7oA AH Zd2uaE ZHFAAY
FAAHT 7oA WRIFoR dE F44AM ] VLDLASHE F/dAe] o] Hrt.
VLDLYA = Aol A S8 A Thgo] HAEHA YR ofZ ATl J & o]50]
dojub FgAgo] TR A4 FEAHIEC] FHI JAR ATE ] HFTHo=
LDLZE ZHgect,

(Ch) MU EX|EH(LDL)

@9 9| LDL ‘27 9] 3t 5 8)0] QJEshe YAHR B S8 2JE5H) o
GAZ'E Fo) AAS 4 k. U48AS AR stof LDL YAt 2502 F4
PR FHLHE JHHA SERLALE 4§5H HMG-CoA reductase®] A %
stel, olAle AmHoR 2o YAy BHAHE TS FAA7E 4871Ho] Hek,
LDL SH| 26189 S5 SUAohYET o) JuuA] ik

fr e

k1

(@2




(2h) JUE=X|HH(HDL)

1__

2281 G450 Bolohel, wtebd HDL SAHE St SHAsRLA 9847t 2ol
ARBAZ AT o] B L2z B AESo] ZHoR
H A E = 99

ol &= o] HAEAY, A9z
= 7Rt AP = ol

Q) 2f2HE9 9T
ZE2ESS AT F8 THYHRORA T §
LHZOE &

SA(fluidity)2 &%
ZZHER] DO AFAE o]-&H .

EE’]-I- %]-%

ZHAEHES AolE E5to] Aol SFEHAY AollA ==, dE S L4H
E2 oA BF 52 FeAEE FHR Foz MaEAY Audo] JEz F4e
Eo] LxzA 0|4 AHGHHLY 2).

Chylomicron remnants HvDL

Zhollif g%

T AHE

(3) EH2HE2 tA
(7 2021 CHAt

& 5ot Aol Soi& FeAEES 60~80% H=rh A= FesH,
Aol A oA A2u|329 FEHE vrEolx o

(lymph vesse) 2.2 FEh ZA2u] 32 o] 2422 nAET Yo 2Ask= x|t
B3 a4(lipoprotein lipase)oll 23] Ea= F-2]A]

u
A HEAII, o)2 B 44
6



gE EYLHE HH| =22 E + US H
—

e

s AR 8Al(ApoB483t E)E 43t AlZ W= fdd & A1y
A EYAEHE

_J_Z
=
L=N¢]
o —

(Lt) LRl CHAL

HollA of2] dAIE AR A=, ZHA1Z] EA5k= WA %
AAE, AAA 9 obx el A(ApoB100)2 F7 VLDLE /g oto]
E5) o]E3ltt N %9 HDLERE ApoCe ES 92 VIDLS & HAAS 43

S oo

StHA AR2n 323 59t FHANS Eolohe, HDLI S4A%, ol d, Zd
AHE AAHZEE nestH LDLE A%k AkE LDL2 A4 oA AL BE S48
Aol A

Axlo] 2 ZHAHER FAHEO] o, A9 7 AN ZE FHAHES
% = 8% S AHE9] 75%7F LDLA] 9Jste] 24bE et LDLY] Y=
(oA 85 a1, RS BE RAA| L] Alauto] EAf5k= LDL 48415 S AlA=H,
E H FEYAEE AHEE 7Rl E o] Al WojlA o] &H T
SHH, HDLZ RAA 3204 Fe] s S &Sl 7Ht 4 }Oﬂjﬁ EHE S AHES
VLDL E¥& LDLO| A5t o|& &3] 7HdF o2 7o I4<(reverse cholesterol
transport)oh= H&& T3t} HDLY] ApoA+ LCAT(lecithin/cholesterol acyltransferase)S
ﬁ""@ra"ﬂ ‘?—-_}—’?\—-71‘—751 = g% lﬂ-f] 2 Z¥ A8 E(free cholesterol)& SHAEHE

l’J

> Bile -

synthesis

© ga@YAnE €

. ™ cholesteryl ester o geojSg
cholesteryl ester | \ / BHAHE

cholesteryl ester M L.y | v |

e 0
O yzoge T

Reverse i \ 3 -3
Cholesterol | | o o] \-.I-'-L.DI.
Transport o o OO OL @ usuignn 2nu )
oL, i
c —
OHDL -.ET,PV O - ¥ TET \4 |



AY2ISHE 7159 B2t 7t0l=

(CF) MIZELH K| CHAL

Zy A 9] MEuto= LDL 484171 A5t LDLo| Aol EA|A(endocytosis)
HAof| s} MZH=E FAHT. o] oA LDL +8A= AlE FHCZE =Eo7kal LDL
YA FoladollA EofEt. E3t o] ¥oA LDLO] @il BE-2 115 H4d5h= ofr]
LAEC 2 EojEl, SYAHE JAHEE SHAHED APACE TR olE
ol feE FEAEHES e FELECE ABEIIE s, SYAHE oMddYRs
(acyl-CoA: cholesterol acyltransferase, ACAT)®] 2J5]| Sujj%|o] S AHE o AEHZZA
A7 = KT E 4).

Protein
LDL -,--giil Cholesterol esters
— ApoB-100
X X X “ ojoEEse
,i'
( <)
>4

q*z &2

\.

LDL 484 4 E26E &4 ‘47
\ HMG CoA reductase  +%.7, ajojas
\ ‘.a z : o
Aol ol / -d N
i ol e
LS Eﬂ UYBE < W . 0
Lo > gAATE ofaliz At
gyt
e
Ag2ols 28
L EC R PR SEH

17 4. M| L SHAH S| CHAL

(4 S 2HEY 4

(h HgE24 M

A|HpAto] AbglE|o] Aojx]= obA|d-CoA 28AVF SFIFolA o ECHHE-CoAE
AY7gstar, of7]o) ofAE-CoA £A7t THA] S3tE| o] B-sto]EEA]-4-H D 2FEE-CoA
(8-hydroxy-B-methylglutaryl-CoA, HMG-CoA)E A3ttt AAHEZ-S HMG-CoA
Reductase®] 2J5] ZujE 0], CoA-SHOl o|AEES} Hof Q& 7I25A7|7F 4|2
A= HA HIEARS FATTHH 5).

8
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acetyl CoA + acetoacetyl CoA

!
HMG-CoA «U%i -

HMG CoA reductase ¢

)
Mevalonate_oj\%\w

isopentyl

Pyrophosphate /I\/\/\

(IPP)

Farnesyl PP s A AN A

P
Squalene synthase ¢

squalene NN AR
v -
lanosterol CHs CHs
CHs TNCHs
CHs
lo]
CH: CHs
cholesterol
HO

IH 5. B AHIE MY

(L}) OF0|ALL2| K5t

HEEAR QAL ¥, E7IE2E8ASNES, ERlARINEES 25 AA ofolidEHY
mto] &l Hisopentenyl pyrophosphate)¥} ofo] AT 0] & FEHE AYAI St

(Ch AT MY

ofo]AZ o]t TRAOA FHoREZo] dojut whA 157iAY A o] =14
(farnesyl pyrophosphate)2 AAJ5l1, AF L synthaseol] oA = Ex19] |4l I}
o|2RI4Fe] 3o & gt 307t AFUlo] AY/gH .

(2h) SHAHZE 4

= HO
AFAES NADPHR}F AARA}O] Zufjulg-0 2 Aok o ZALo| =(squalene epoxide)S
/gdotal, BXs 1185} v Foto] TEo|7 BheAE|E(lanosterol)& AR FHFZHo R
S AHEo| FHETt

————



Lt 22 AHIES =F

2 B2 Alo] S AHEE F57% LDL 84, T f S AHE &= 2E8400
HMG-CoA reductase, 8549 SH4E 28 G491 cholesterol 7a-hydroxylase, 18|31

SYAHES dAHZ ‘%EHE AA5H= ACAT(acyl-CoA cholesterol acyltransferase)”}
A2 Z1dsHA AdE o] AxY SFHAHE s=5 24N olF &9 Y 22(E5
ol S AHEC] SAHA A=F St gloH, SHAHEC] A FHE BF
IZHAHEE SO e, Z717te 24 S| A EC] 2AHA 2= B85 sWE3}S
O & o]ojzlt},

QL A0 R HFEE Eﬂ/\EﬂEQ T AZe AW S aEE T4 o o=t
ZYAHES oA B2 A 08 SRISHAY Bi= 7F0E A4S0 24 AU S AHE
T 24t FFEE FARE ‘:}.

fr

1) EH2"HE &=

AU G 2HEL AHE 7Y 354 (niemann-pick C1 like 1 protein, NPC1L1)]
oJsf] AFAZHE S5F]o] ACATO] oo ZHAHES of|AHZE FEE A% & Z2n|3 =
FEE2 7Fo.2 o] Fdltt. webA Y S AEHIES] S5 JASHAY, TeEsl 2 oA H| g}
FA4E AAA Ao|FHAHE &5 ARA7IAY AU SYAHEC] AAHOZ SEA

o EH Ao|ZYAHE F4E ALAXIHITEH 0).

(2) ZE2EE HiE

SYAHES @500 40 Akt o R EH|EAY AFA| o] A|azuto] 92 5k= ATP-
binding cassette transporter5/8(ABCG5/8)°ll &Jsf] Ao 2 uiEE Hat ofyg}, mjXufz],
A 5-Z Eoto] G AH ST Zetoto] A9 viEEHH(1E 6).

GEAL ZHAHE F4o] o §HH, FALHBL BEAS YL Ao] HYE
S 2872E /M1 glo] BEAe] A AZ5E oS Fotel 8% DL 2 LHE
Z20] 77kE ehict

10
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iE== Do AH S

I 6. YL S AHIECQ St HIE

[Rt= : Jakuli et al., 2016. Cell Metab. 24:783-794.]

() 71&

Zojre] EHAHE F2 YA F, wEEAT B3l Bolshe 849 HMG-CoA
Reductase®] 84& At AU FHLHES TS F2A717H, HDLA
ot Jd2 B0t FUER Y Jof EHLHES AASte] 289 &= 42
AAGe =N B ZHLHE AAE ST,

(4 S 2EHE WA EE a4

(7F) HMG-CoA reductase(3-hydroxymethyl-3—glutaryl-(HMG)CoA-reductase)

ZY2HZ YA rate-limiting enzyme 2 Z HMG-CoAE HEgEAL0 2 H3t
A7) 98- Zul5t | feedback inhibition?] ¥3to 2 HFAMEQl EYAHE, 181
FUHARES] 25-OH-cholesterolol 2Js 2&Hth. AZW ZHAHE o] S7H=H
o2 ZA|sl= SREBPY] tj7fof oJsl HMG-CoA reductase Z4Jo] A=, S 2 HE
G4 71AE A3t 7822 HMG-CoA reductase 849 T4t % S AHE S
Asta7t Qe Ao g Tt 7Hs5tH dA HMG-CoA reductase A A 24 JAFFE9l

statins& AME-SHC

11



(L) LCAT(lecithin; cholesterol acytransferase)

7oA el @For HEHY, 8 FYLHEY JAHESNIES St
842, HDL #Ho| £01%l= A9 78 SHAHES oAH =3} sto] o] & HDLY
S FHA712L, 7FO0 R HEEEE gt ACATS] 79 acyl-CoAE AREsto] S AHIE
AHZEE P/4d5he THH, LCATS HDL EHA 25t Zlo] EAolth. &, LCATS
HDL ZEHol| 2A5t= AR H(lecithin)] 7 A4S |EAA 2 SHAHES
o AH|238}of| o]-g3ttt. LCAT AHA| 78] FHAHES o|AHESK6HA] Koto] 78
AE|ET lecithin®] A|G#d Eelo] 4 =1, HDL S AE|E0] k= Hd2 Btk
HDLZ 7t 0]99] & oA {2] FHAHES WolE0] LCAT ¥H&o.2 oAF 23} skl
7t0 2 53 454 92 it 7104 HDL SYAHEL tE A chilzo] ZYAH S
Hoh o g8307 dEAoz AT HDL (HDL2) 5= 543 o v

Rkl Al ATt

(Ch) ACAT(acyl-CoA: cholesterol acytransferase)

A EZH2EE AR Bofsts a4z, 72 S 2HEC acyl-CoAS A2t
EYLEEAHES FAotaL, A0 FHAHEAAHES FHANY. diFow

g
>
(@]
=
,_I
i)
ox,
o,
o\
N
i,
rir
>
ook
o
o
(A
v

DY AEE A0l A5

(2h LPL(lipoprotein lipase)

Eel)
1
P

F2 A2 42NN FEEE AT BaszA o] 7] EAEd v
Al ol At F9Ae wWol eidte A9H(E=r|A23 VIDL)S 7H&3f
gto] Atk FEIAZIAL AW FJARIT. 5, o] Eis druAEe] F9AS
Ztgsfiote] REAte® FElAlE e Suidt. 1 29 tiRR REAE S
FHo AP ER FoE & SR A=A AdEY. T4 EAIE A
F2E FEAPAES AUAE Het ol8EHh ApoCllol o8 &/d5tE]= LPLo] 544
o2 7|52 5td, 22|28 e diFEe AN 7EsiEd. LPL 24°] A4

AL, FUEE A9, o] dznla o] FAH,

)

(Of) 7a-hydroxylase
AY S 2HEY #i&7]8 ] Bojdls a4, 7oA SHAHES gE4toz Ag
A7l= S Sfictks B4R E54 AR 9] £ 24 G40|t 7e-hydroxylase
]_

27gol 7t €% S AHE Astan 3l Aow wadEn

12
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(Hh) A2 synthase

ZY2HE YA Bolsts A4E, HMG-CoAolA FAH mo] 214t 2 B E
AZYH O E WA= WSS ZHl5ts 4R ZHAHE ATA F83% G40l
AEY ZHAHE Fefo] Z71EE olE 7RIS SREBP] wiZfo] 98 AFAd synthase
Z/gdo] At

) S 2HE WA #7387

(7H NPC1L1(Niemann-Pick C1 like 1 protein)

AN o ZR5tH 2lo] FHAHES T59E 7|5 St AlxY S AHE
Sheo] Z71%H o|Z ZA|5k= SREBPY] ui7lofl 2J8] NPC1L19] transcriptiono] ZZEFTh
NPC1L10o] Z4stH &ALy S AEHE Aot BV} A= Ao 2 | 7Hsottt

(L) ABCG5/8(ATP-biding cassette sub family G member 5/8)

AA| et EAj5tH Alo] FHAHES HiE o= FEACIt AxY FHAHE
obgo] S7H=H o] & #AISk= SREBP2] mi7flo] oJs ABCG5/89] transcription®] 4
Hrh. ABCG5/80] S716tH &AM ZY S A8 E Aot 317t = A2 i 7hs
S}

(Ct) SREBP-2(Sterol regulatory element-binding protein-2)

S AHE B 49 transcriptional factore]th. ZA Ao A%t SREBP-2
ZY AHE Fol 5716HH SREBPO] AAH o] S AH SR HAE A4 3 540 dd
Z7H7]= 71%5-S 3tth SREBP-20] #HAsHH AZAZY SHAEHS A5t anrt 9
A0 ot 7Hsoftt.

fr to rlr

(2h) LDL £ZH|(LDL receptor)

Alzzeto] EAshH LDLY Zgjtstol &4dhe 715 ¢t LDL 4-8Al= LDLY
endocytosisE mi7iote] Q] LDL &2 FAS} A2 ZHAHE Jgo] wod
SREBP-2E /4314|711 o]& i7i &2 LDL 84| fd4 E82 FEAZIth LDL 484
&7t S7t=EH @AY LDL S AE|Eo] AsteErt. LDL =&A417F S7lshd LDL 4
2AEHE Aot &7 Qe AR it 7Hssith. LDL $=847F PCSK99 A¥sho 24
LDL 8417t =AY +8A =M 2 7]50] FetE o] LDL &7t EotAER o529

2ee Fafishs ASA=A JdeF=<l PCSK9 AsiAlE AH&-adtt.

13




Ct S ABIES ER2IE

g 28] iAo ol4o] 42 4

—10
e,
r]I
2
o
U
el
ofy
o

%Eﬂé‘fﬂi 4 LDL 9
2EES] AJsaAel vetidt. =S ARt WA & SH2HE A= 200 mg/dL
uekolH, 200~239 mg/dL2 FASE, 12|1L 240 mg/dL ol AEHAHEST
oJZal 7 O ITHIE 2).

i 2. EY ESULHE ZRVIE

2y 5
£ S AH|E(mg/dL) ER L
<200 A% 37149 A4
200~239 A Aol 24 gl 258¥ I8
> 240 =2 o] 29 g okEay ¥e

[EA =g olk A dsts] 447]E]

Vs A%, LS4 W3l oFE A7 59 AR YHE AEstAY,
A Z1E AP dl= 28011 A5 #Y 0= AMEste= AAAE & SHLHEC
otz LDL E& £ E0ltt. LDL EF2HE2 ‘A% 4E2 100 mg/dL vlvke]™, 100~
129 mg/dLZ “§45E, 130~159 mg/dL2 BASE, 160~189 mg/dLS w5 5=
1931 190 mg/dL o] M- 5 £ 08 FAHTTHE 3). o, s Ve AdE g
22 1 aclo] e AR A1) 9o sigdttt.
u]= NCEP(National Cholesterol Education Program)”’} A&t 8% S AHE
%3}t coronary heart disease?] PHE&S AAISHA LDL S AHES 100 mg/dL
u|gto]y ‘A3t 25 0|11, 100~129 mg/dLo|H ‘Ao ZHIIAY 25 AYsk=
FF, 130~159 mg/dLelH “FANTEFE, 160~189 mg/dLe|¥ ‘IFFF, 1821
190 mg/dLol/dolH Wi T E 08 FHITHE 4).

AEFHLHEESO] 3
q
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gE EYLHE HH| =22 E + US H

———
¥ 3. YE DL EYAHZE 7|E
LDL SYAHZ(mg/dl) 25 S
(100 =] 715 AA
100~129 s 27121 A
130~159 A Aol 24 d 25aW I8
160~189 2y Aol 24 W oFEay WY
> 190 o =2 Aol 24 Y oFEay W

i 4.5 ZYAHEDLDL Y HDL E2AHEZ 2R
Plasma cholesterol mg/dl Definition
<200 Desirable
Total cholesterol 200~239 Borderline high
> 240 High
{100 Optimal
100~129 Nearoptimal/above optimal
LDL cholesterol 130~159 Borderline high
160~189 High
= 190 Very high
{40 Low
HDL cholesterol > 60 High

[£A: v]= NCEP 20014 7]5]

LDL S 2HES S8 A= olf= % & ZHAHEA7T 240 mg/dLE |
IEY2HELFOR ATE R gote LDL FF A8 E0] 160 mg/dL olAold FJ7h
Z a5}y gjolct.

$HH HDL S 4HE0] 40 mg/dlo|sto]H A7} "}, o= HDL Fe|AHEo] woH
ZYAHE g4E G8&0] Robx FWASIo HQlo] H7] wjiZolth. HDL e AHEO]
XHHL %OJ—O« FL ol U AAL LEHE, BEE §H, AEH AL £3 Foltt
AF 1559 £ ZYAHE, 1559 DL SHAHE 9 AL
£ 5HASS ot =Y olF dWsty] fsiA= oFE, Aled 1%
59 B3| o5t ZHAHE 2Ho| o]Fo| Ao} it

17) pof

HDL S AHE
9 A%7)54)

HH




oL EF SHAHIE M2 2|9

AW SHAHES EHS 53l olsotHA AT o ZojAL, FFY HEE ol&
o] oz wiEHct. A Y SZHAHES o 2] E7] wfjEof AHHo] PR o]F
St Eed], A e] 4 JEQl LDL2 FHAHES AlZE 246t o] §5tE S dh=
£§§°W+JW%M»%QQHﬂﬁﬂHdﬂ&@%t%%)“¢%2ﬂ+%ﬂg%
Z Aol = FEAHEC] AolA Fo] Eet1E ok "t o2 QI Ede A wEL
A9 75k EolxA Het. ¥, Ao F HDL2 3ol &= ﬂﬂﬂg%ﬁsi
o|EA 7= IS ™ 7).

Cholesterol

o B AHE
EX

HOL

e oL L O

00®0
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o BYAHELS Y SEOR AAS] ARHE ZeAFAI0] Pol FRE B
4 715 HH, K, 2EY, #F 52 Hsta Exspxuito] gol hE A,
484 7EBENE 254718, SUBR DS AT, FH2EBY e 21
g Qe BASHA @2 IR@EH, §E, Y 5), I Aae B9 HHE &Y
L Zo] F EY, AYY L5 SAXHE 2] WS m8o] Hof iyt AL
WL FHIE 5)
i 5. 93 1 S AHES Q!
2g a0l
- Ei]';qﬁo}/\\l'
Aloj#d - Ay
- 19
- 59
s - ERE
" |.‘<:>'_
- 1Ed
- P
4 3 - S H wlet
- A% 9 7let S B A
- AupE EX e A
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{ IISA Al

8y

1. H}O|2

Op712] Mg

FHAHE A7 71548 sty 91 Hio|eutA= FHAHE 2d T AEE
TEEH, Zbvfo|entA ¥ &4 7t Al A 732 the & 63 Zth
3 6. S AHSERH 7|15EAIE HILE Iet Ho|0He| &7
S AHZE =X Jts5 A9
L T i xQ Ho|QOpS —
AEHE = in vitro | in vivo | Human
232 o Cholesterol(7t, &4, %) O
I AHE ===
fﬂr i?‘ ZH28E | HMG-CoAreductaseZ=(X1) O
or =an | AR
@ &) ACAT $H &R, 1) @
g4 CETP SA = O O
g4 LCAT 84 % O O
. Total cholesterol(8%}) @) O
Y AEHE 2%
Arr =z | ZEU2EE | HDL cholesterol 0 0
=T o L= Z’"A X]E
LDL cholesterol O
7a-hydroxylase O
LDL receptor &&= O
Cholesterol(zt, 84}) O
HMG-CoAreductaseZA =7} @)
gargg | O
e =m | ZUAHIE | ACAT EHE(T &) O
gt =4 A A3
oH
Squalene synthase O
SREBP-2 &&=z O
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HAEIE i &=

oo = A 0O|O
EEETA&IEL
———

' om

s B
S AHEZE =3 Jtsst g Rd
HFO| 20742 -
T T it 72 Hi0|20}S T
XDE = in vitro | in vivo | Human
|AHE JHZF @) O
2} N
o afﬂﬂ & | PCEH BHEG3) 0O
E5 o | ACATEAE(HZF) O
as ~
PARsY A E EH2HE FEEHY, €9) O O
S AEHE Hhs
Eah NPC1L1 Z& =k @)
B2 A N
& 94;:0"“ TR o | ©
EHAEHE
S n | FE2EHE 52 5 5
FTET | (2% Aubzz] @7 2)
X]E o T~ 1, =2 0, 1T 12
EH FAALHE A @) O
Rl B ke B BN e B O O
g4 eAd | AL uiA
23 A3 Total cholestero (8%) O @)
ABCG5/8 &= O
Total cholesterol(8%) @) O
LDL cholesterol O O
2y AH 2 HDL cholesterol O O
24 835 2 | ApoA-l o O
S 2EHE | FHAESE
At 248 | 91¥A o]& | ApoB O O
AE | a8 IDL 4 O 0
Atherogenic index O O
Paraoxonase &%= O O
*x BF By 2HZE sHdat 2 Hlo| 20t SHA
v YNTRHUOIN EE BUXHE U BHS0] o Kol 2HZ AIBSH: Ho|2
072 & SYAHE, LDL E2HE, HDL SHAHEY
v 2o MAlE HO|2OH(E S AHE, DL S AHE, HDL SAHS)E =Zgtst
CHE HO|QOM = MEES EEE HIete XBE AMBEAHL, €5 S AHE
FX| Z20 CHet 27|HS AESHI| 93 OFAHE ALEE




Lt HO| 20 29

(D) 24 Y 2HE 4 =24

() X BYUAHE T2, S, HEY)
7 B, 84 NS SEE 72 AU 2Age] FHANE SES sl
A 4 Gl Aol

(L}) HMG-CoA reductase EAE(ZhH
7t22] Y HMG-CoA reductase 49| #a= %5 SFHAHESE Astadrt =
Aoz gt 7Hssit

(CH ACAT 28 (2, 3%)
8 2d2E200 acyl-CoAS AZst] ZH2HLo2H2E P45k, 20|
~HE A AHZE FHAY 12, 5HY ACAT &40°] Tastd &
Astazrt s 202 woE

() Ed2EE 95 24

h ¥ CETP €4k
FH2HE oaH2 AY 92N CETP7F HDLE] CEE LDLe|Y VLDLE °]&
Al# HDL®| 733452 HSHAI{IT

(L) 8% LCAT 24

LCAT ZHA] 8] SHLEES oA ES6HA] Roto] %Iﬂ FH2HE7} lecithin®]
Aoy Belo] £ 51, HDL FHAHE0] FAEE A¥S Eelrth HDLE 7t 0]9]9]
ZA0A {8 SHAHES WolEo] LCAT ¥HEo 8 o AHES el Ho R &3k
FEA dLS Tt 7oA HDL S AHES U8 AT d o] ZHAHE Eo) ¢ 884
o2 g54to 2 AHekEth HDL (HDL2) 5=t 543t T Wl vl edA o qlch

= (])q H 1_
LCAT &/g°] 37I5hd 2% EdLHEs: Astadrt e Aoz dadr.

(CH) Total 2HAHZE SE(HE)

Y 2A2HE SEE 72 AN 2AYe] FHAHE SEE UGS A48T 5
9l Aol
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(2f) HDL 2 AHIE

S AEE ool Wolste, teb HDL 2HAHE SEE SUAshEy S84
So] AUIAS A, o AL T2 EAS| BeAdBo] B0z ol5elol AL,
A9z AP G LG Aol

(O0b LDL Y AHZ
4% 2SS SEot S8 B o] A gente BYshe Agudol U
o] FUALE FUrt. 53] ¥ LDLL AlZo] 53¢
doA it wo] Bekl JA BN SUALSS FUUATh wepA B2EE, 53
&

o
4o 285 oot FH Al 7S A

-

LDL S AHES 93 T2 24

Ve AR FHGNINEL &F

1o

~
O
=)
A=
)

N
N
30,
v

(H}) 7a—hydroxylase

A SFHAHES FHA0E M7= S Fofioks 842 AW FHAHEY
Hj& 7|2t $ofRttt. 7e-hydroxylase 40l S71stH @5 FHAHE Astamzt =
Ao = W

(Ah) LDL receptor &43iQF

AU ZYAEZS Fefo] Yo SREBP-22 BASHA7]1L o2 wj7lE LDL 484
FAZ FEE FEAIZICH LDL 484 527t 37H=H A LDL S| AHEo] Astert.
LDL ~&A17F S71std LDL S| AHE Ast A37F Q= A& W 7Fssitt

(3) FN2EE BT 23

(7H HMG-CoA reductase EMx
ZZ Y HMG-CoA reductase 849 a4t 8% ZH2H ST Astanyl =
Ao 2 wet 7Hssitt

(Lh) ACAT g4
2] EHLHE acyl-CoAs 5P°4 Y 2HE oAH =S FA6kaL, 230 =9
2HEAH2E A E24], 399 ACAT 40| d4shd EYLHEs= A5t

3P} Qe Foz ghetErt,
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(CH A2 synthase

HMG-CoAdlA] 4% Sol2aIito 2 ie AZYAOE MAA /1L 8L Zusts
542 FAAEE Bl /T AL0l 7 24 AU synthase Bo] 14}
ez}

AR
5 ZHAHEST Astanrt s Aoz gt 7hsdltt,

(2h) SREBP-2 234QF
ZY2HE #H G499 transcriptional factor®, ZX|Ao] 9]¢t SREBP-2+= =
2HE o] Zrlohd SHAHEY T H f8x 2 a4 IS %7]'/\] 7= 715 st

SREBP-20] Z+4-51d &AM ZY ZFAHE A3l a7} &= Aoz wot 755}

4 AW 2 2HE 3+ 24

() SAAHE N

AHE 2H22Y e AU 2PARY BHAHE TS BUN] 99 A48T &
9l Aol

(L) pCEH ZHEE (AR

ol A o)== SYAHE esterase(pCEH, pancreas cholesterol ester hydrolase)+«=
SYAHE Sl HAEHE 88 7R aAsRE g A oot

(CH) ACAT &M E(AR)

F2 ZH2HEZ0] acyl-CoAS AZste] BH2HY oA 2S FA5H, =
AHEAHEES —?1—79./\]711:} A EO] ACAT B0 7tAastd Zd A=
aspt ol Ao wHE

)

of
=

2L
o &,

off

(1) BUAHIS 2228, BY, AT HYXZ)

g 2eSe HHY vlwste] A FURA, FPo] ZASNE FILHSY L
Fe2e|BY §HE W] Po AT S Y AEolw], B WHE SdaHS
E3 FHE BHs] Ao A8 5 Art.

(OH NPC1L1(Niemann-Pick C1 like 1 protein)

2GA| e EA5tH Alo] FYAEHES 5%t VoS St AlxY S AHE
gtego] S71=H o]& #Ast= SREBPY w7l Qs NPC1L19] transcriptiono] 24
Hrh NPCIL1o] #4sts gAY S AHE Aot 3t 9= AR o 7hssitt.
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HAEHE HHo =3

gs =
(5) EY&HE G54 I 242
(Oh £ SHAHES wEY
BHow WL A S0 ke ZHAHE WAL B A8 AR 4
A3t}
(L) 281 AAEIS B
Brlos dEan SEEASS ZdAHE WAL B 99 A8 4 Y AR

(ChH ABCG5/8(ATP-biding cassette sub family G member 5/8)
AZpA| ko] EAfst Alo] FHIAHIES HiE ol Al AlZY S AEE ol

S7HE9 oS #@AIsh= SREBPY| mi7lioll 9Jsf ABCG5/89] transcription®] ZEHtt.
ABCG5/80°] 5715l A ZY EAHE Aot a7t e ALz wd 75t

6) 8% ZHLEHE dA2E

(7} ApoA-1
ApoA-12 HDLY] 583 F-/dotx iz ol 472 8k0] vio] eulA 2 o] &Htr}
(LH ApoB
ApoBE LDLYA 1:18 FYEEE LDL Y& /M4E A5 vyttt LDLo]
Faho] A Fote AkelE 75 Aol B1 o]k Ik AFste] BuAstE HHA T
(CH A3} LDL ==
ArstEl LDLE B #lo) 242 Aol = 47 g2} o] Fusht 2% A8 g
(2 Atherogenic index
£ 59 Asks B4 59 A4 dge) 4ue dSshe g
Ao 5 g
2 o

Atherogenic index

Hio] @ mpA o[t}
(Of) Paraoxonase &84T
ASE AEFHAE GHYIANEE SAA7]AL LDLES IXISHAIA 5
1t} Paraoxonases HDLO| ZA3}sto] LDLO] 4SS dhol 5@ 4shg Agh

7

¢

QJo
Sk J4o|t

o

=
A




2. ZHL0| 0} ZH U

ot =% B AHE FH =H

(1) €39 Y LEHE &F W3}

g4 Al F HDLL dextransulfate-MgCl, IHdHOR
2AHE3} HDL 22 S HEE Allain 5(1974)9) &4 J‘ﬂ of oIt 3 =
Aol maAkT HRS-A1Z] & 500 nmollA SFEE S7g5to] ZH2to —i‘-l'—/:_% & ®
TEE AR

Friedewald 34122 LDL SHAHE 5EE AT 5k o4, o] 342 HfE9
34 /84140l VLDLW] 213, VLDLW O] S8R AHES 5:10]t 2= 7H st
Attt &, 1 F8AAESF04.5 mmol/DY ABFoll= o] F4lo] FAgetEE ARES
- Utk

LDL oJAHZ, mg/dL

= Total Chol. - HDL Chol. - (Triglyceride/5)
(by Fredwald formula) o ° 0 riglyceride

2) 7tx2 0] S AHE FF

7kz229] 2|42 Folch E(1957)91 HhHo 2 2&5h, RAXAHFS Omodeo Sale
5(1984)°] 95 == WHES o]8ettt. EAAH FIAZ 0.5% Triton X-1002F
3mM sodium cholateE &3tsto] HAH Ao dojub= B g AAstL, SYAHE THFS
Ay} Z+o vl o 2 =St}

(3) HMG-CoA reducrtase A%

49U ulo]TZZ<(microsome) H2]+= Hulcher?} Oleson(1973)9] WHS °—]|:7J'
$Asta] Algsttt. 7t 2g& 0.1M Triethanolamine, 0.02 M EDTA(pH 7.4), 2 m
DTT7} 255 &58H oz #4535} 3t & 10,000 g2} 12 OOOngv\i A = %ﬁ—‘?—ﬂ St
5 HS 100,000 x gollA @R st FS5As Ha dgsto] Al tZ, tHA
100,000 x gofl Al Z2eA4&E2gttt. #29 uo]3 2455 1 ml %‘rﬁ%gﬂoﬂ AEAA A A
Ao stz B Aut ARG5S, Bradford R o= @A AJEFSITE Assay
W2 Shapiro 5(1974)°] AR BS 74 Esto] AARt mlo]a&2E 100 pug~
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300 pg< NADPH 500 nmoled} [“C]-HMG-CoA 50 nmole (1,200 cpm or 2,400
cpm/nmole specific activity)°l] £&sto] 37C F25F0A 1587t ¥HEAI &, 1/5
volumel5ul) 6N HCIZ &§sto] thA] 1587t 37C 25204 BEEAIXIT o2
w2 ARS lactone form & TH= & Silica Gel 60F254 TLC plate©f] & 5}ko] A7|A|7] 2L
w24k g2-8N(lactone form)et H]walo] Rf ol 0.2 F-22] vi=E Ze} scintilation
counting?th. BAEE 18& ®HgF wio|az2E il 1 mgo] FAste WHEATE
pmoleZ YERATE

(4) ACAT X &

Erickson 5(1980)% Gillies 5(1986)2] ¥'H& 47 &-&3lt}. Triton WR-1339°f =<1
ZY2HE 6 £g(20 ul), 1 M potassium phosphate $#&5&(KPB; pH 7.4), 0.6 mM
bovine serum albumin(BSA) 5 L2} 2)°A4 £&3t 50~100 g ulo]|A24S 2 AL
T 2F 180 pL7HA 911, 37TolA 3087 Auk-SA7Ich. [“Cl- Oleoyl-CoA(specific
activity; 15,000 pm/nmole) 5.62 nmole& 4101 ZA| &Fo] 200 pL7t =A g 3 37T oA
3087 ¥ES-A17] 31 500 L9 isopropanol:heptane (4:1)8%, 300 L2 heptane, 71811
200 £L9 0.1M KPB(pH 7.5 ¥ & 42 tha A4 283 ¥AdH 45 +
200 pLE #5319 scintilation counting®t S 28H(EYJAXDE Hoto] YT E 73l
S E 9] A4 HMG-CoA reductase®t THIZFAIZ 1 mgl] vio]|3 24 dhuldo] 157F
A= ZEYAHE oleoated] pmoled(pmoles ZFHAHE oleoate(CE) formed/min

/mg-microsomal protein)& WeFHLY,

Lt 2 AEIE HeE =2

(1) CETP 4= 574

ArEo] A TfALe} FARSE E7|9F uheAo] AGHTh CETP E4#AHME Park &
(1992)0] LxT 2L WY AHEste] @4 CETP7F HDLY CEE LDLO|Y VLDLE
dupt o] FA7|E=7HE &%t CETP ¥H37|3 3 CE-donorZ 3/ HDL(HDLR)E,
CE-acceptor®+ ¥4 LDL(LDLR)S AlZ3la HDLRE agarose®] ILgA|A ARESct,
CE transfer@A%® 242 93] [PHI-CEE #4]¥ [PH]-CE-HDLRE CE-donor&, 18|11
FHELEA0] gl FH AL oJAHE JEo] AY fle AHE =X LDIRE
CE-acceptor@ AR&51H, CETP sources 42 ARESIT} 3087 @43 CE-donor ¥
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CE-acceptorE ¥l incubation?t F 9AHEE]|(3,000x g, 58)8t] [PHl-CE-HDLR-agaroseS
AASIL ANl 5 F-E scintillation vialoll &4 5 mLY] scintillation cocktail solutione
ge & uiis &AL Liquid scintillation counter® AlEstal, CETP EAE+

[PH]-CE-HDLR-agarose°|4] LDLRE ©]%5% % CE transfer® UEPATH

(2) @F LCAT 8= 53

Glomest?} Wright(1964)2] Wi ol 98] HAMY 5YUAE o]83lo] Y AHE 7|29
is) @39 oA 28-S =43t =, 10 mLY chloroform} 25 uCi] 7-°H(N)-=|
AHIE, 2 g9 celite 545 particle ¥ 10 mg2] H|#E4] ZHAHES 4L 42 &
AALTIAE o] &5t 7|3 7|H ZE AHEO| celited] F&E 0] 4TAA =3 Eo]
7Fssitt. 7188 AMGSHAl E 42 56T oMl 30 53 HiFAIA LCAT B4 =5 5843}
AI71aL B4 1mlg 50mge] & 1A T2 7k #A] celite YA} T EekAT0] o
37COlA 71AH O 18~20% &7t wHtet & AHEF 5t celite YRS AlARI

LCAT €4 ZHol= 8% 0.2 miet #4714 éﬂ 0.5 mLE 37C Zg7|ol4 3A1zk
WA6taL, 2 ETtAT0 = 56TA 307 59t 7R Al @2 ARSIt Ad =52
Folch 5(1957)9] W& o]&stth = 0.5 mLe &8 WA o 10 mLe methanol-
chloroform(2:1) & 71t & oj}x|of] A8 JHAES AAGHL 0.2 mLY] &= 715}
= U2 ohF 718TRSONA 1.5ml& Flste] AAVtAR AR A7IH o] 7|de AF9
chloroform®| =9 thin-layer chromatography (TLC, Silica Gel 60F245, Sigma)®]l
A3t & petroleum ether-diethylether-glacial acetic acid (90:15:1.5)-81E ©]-&3}o]
708t & iodine vaporsOll EAIZ|H SHAHEY ZHAHE o|AHZE W=7} YERdT
ZF s Fo] Z47] 92 counting vialol Y3 10 mL9 counting cocktail(New
England Nuclear Co.9] 42 mL Liquiflour + tolune 1,000 mL)& 7}5to] &35t &
liquid scintillation counter® radioactivityS £33ttt LCAT FA =& vk &5ol 9]
#8 ZHAEHEY FE S5t F 1mlT, AT FEE SHAHE oAHE Fog
LERd T

(3) Cholesterol 7a-hydroxylase SA =

Cholesterol 7e-hydroxylase 7+9] ufo]a 2404 &3ttt 2|5 volume 2 mLo
microsomal protein 1.5-2.0 mg/mL, 0.1M potassium phosphate buffer(pH7.4),
0.1 mM EDTA, 50 mM NaF, 2 mM NADPH, 20 mM cysteamine, 200 #M cholesterol,
1.5 mg/mL Tween 80, 6xCi[7(n)->HI cholesterol ¥ =7} =2 H7}35ith 37T, 30%
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|

(]

l

7+ 8l A171 F, 20% TCA 6mlS 71Hf ¥H8-2 S A7) 1, YAEE](1,500 x g, 102)3tc}.
HHS5HA] 2 ERldart BAH S AHES —%—%5}7] 98} chloroform A5
75ttt chloroformQ& 23] &3t & AF2N | mLE counting vialo] transferdtch.

A o

RadioactivityE scintillation fluidolA £73}%] pmole/min/mg of microsomal

protein® WEHHTH

Ch S AHE 4TS =

ﬂlZ'.

(1) 27<9 synthase AT =3

AAUQ o] 4724& Bl Vogeli® Chappell(1988)2] HIH-S 27t 4 3lo] A3
3ot A2 1 g2 0.1 M potassium phoaphate buffer(pH 7.5), 0.25 M sucrose,
4 mM magnesium chloride®} 5 mM mercaptoethanolo] Z3te &4F8H 2 mLE
homogenizationdt ¥, 10,000x g4 1087t FAE g AFH-S 100,000 x gol|A]
ZAAEYSIY pellet 3]5ettt. B8 % vfo|2 242 20 mM Tris-HCI (pH 7.5),
2 mM mecarptoethanlo] E$He 9458 200 pLof FEAA AA A 40| ZI5HATH T
Y QAutty ARESHY, Bradford o2 ohldS i), mlo]|324& 10~25 pgd
2.5 mM NADPH, 400 mM Tris-HCI(pH 7.5), 20 mM mecarptoethanl, 32 mM
magnesium chloride®} [PH]-FPP 8 nmol(1,200 cpm or 2,400 cpm/nmole specific
activity)oll £&sto] 35T F27F0A 2027t §HEA] &, D204 ¥ SRAIXIH
Zg % vkgHo] 200 pL petroleum ether, 2 pL 4% AFLH-S H7lsto] YAE]5}Ho]
ether &9 ¥F3H-S 3]4=3}9] Silica Gel 60F254 TLC plateoA] A& 3sto] A|A]7] 2L
AF A 8% (lactone form)Qt ¥ ste] g Wi=E &2} scintilation counting

Shth, @4 EE 18 vhgE vlo]3 2% T 1 mgo] A4Jok= sequalenedE nmoleZ
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2k FU S 2HIE S+ =F

(1) pCEH 84 = S (&7gN 7} Hukx3])
Harrison(1988)9] ¥ of o5t 5] AH §4Y 20mlE 50mM Tris- maleate,

PH8.0, 20mM sodium cholate, 0.05xCi of cholesteryl [1-“Cloleate (mCi/mmol)2}

agtsto] 37COIA 6087 FL ¥R F vhg A E [1-"“Cloleic acidE Z4 .

P>

27

(2) ACAT ZAHE =H(

N—

2% ACAT 845+ 7 82 XA 9] ACAT 84% ST} 5YsHA 483ttt

;

O 22| AHE HEML 2 =F

(1) Fecal Neutral Sterol A%

FH ] neutral sterol, & coprostanol, coprostanone, ZHAHE HiAZS Czubayko
5(1992)0l oJgt #o] whet AxE BEHS spAdo] Zot 1 g& #H3 ¥ internal EE
2H0 2 A 1 mg 5e-cholestanes #7}gtch.

oj7]o] 1 N NaOH(in 90% ethanol) 10 mlE 7}5ko] 67C oA 1A17F E2F mild
alkaline hydrolysisA|7]21 A20fA] 413] th& & 5 mLE 75kl 7 mL cyclohexane2&
3 FETH. 529 92 i V1A stolA AERAIZ BHE cyclohexane 600 gLl

BoAA GCE ATt

(2) Fecal Acidic Sterol B

F G54 HH2 Michael 5(1980)2] WS HASH W& o83ttt 15 psidhollAl
10N NaOHef| 9J3f 7IeEals @FA 2312 CHCl:MetOHQ2:1)2.2 &5 HZAZ &

340 nmollA &3slt.

28




gE EYLHE HH| =22 E + US H
—

HE 2 S2AH S AL HiE =2

zu&A4E o] o5 Eejgt 7 e A 2815 delipidation Al# poly-acrylamide
gel 714 5E AATOEHN 7z} Ao|F3t o= Al ¥l =(ApoA-1, ApoB, ApoC, ApoE

[¢) bl
TS HlL-EAI) ofg# 7k ok A g o) HrfF2 immunoassay kit AHg3te] 7

(2) @% lipoprotein(a) (Lp(a))

Lp(a)e EF2HSo] FHst Achid=z DL dF 129 LDLY ApoB-1000]
disulfide 234 Apo(@)= A= 0] lor dutd o7 T4 [p(a)5a2] S7H= W HSH
(atherosclerosw)-J HAEIALZ 7HFE T}

3% Lp(a) 5=+ F 7§19 monoclonal anti-apo(a)@A#)], & Sepharose microbeads®]l
E‘,’Jﬁ]-% trapping @42} radioiodinated® reporting AE ©]-83t radioimmunoassay
(Pharmacia Diagnostics AB)Z &743%ttt €43 EEEAS IA9 T2 vRSA|A A4
E25t9] beadso] 234 antigend £83F T3, gamma counter® 5743t EFTAS

ol §3to] A,

(3) @47 2419 A3 LDL(oxLDL) 4+ #4

DLH;(5 u#g/mL in PBS, 100 pL/wel)Z FHE microtiter wells< tris-buffered
saline(0.05 mol/L, pH 8), 1% BSA°] 25l block®tt. Z+z}o] BAofA AHs] 3)4H
A3 221 LDL €% 100 pL2 welldl H7FsFa (8% LDL: 2-10 g protein/well,
plaque LDL: 0.5-5 pg protein/well) % oxLDL& 0.2-8.0 ng/well2 F7}skc} 1
plate= 4T overnight® &24¥SA|7Ith A& & Y2 oxLDL2 sheep anti-human
apoB IgG antibody (Boehringer) 100 ¢L%} alkaline phosphate-conjugated donkey
anti-sheep IgG antibody(Chemicon) 100 xL2 SA %}

Alkaline phosphatase®] 842 p-nitrophenylphosphate hexahydrate(Wako)
1 mg/mLe] $-5-2 100 pL 714-&H0] 37C AFe A7FOR F2uH33 T 405 nmoflAl
Z2A =) ug protein § oxLDLE EEA0 & AAbETH ZoPH Qo] Q1= A7 data:
WA} SA]o ELISA parallel sete= 53t lipoprotein €¥of|A4 anti-apoB mAb<
A&t apoB9] ¥ S7gst=tl AHEITHOEM Concepts). apoB 5782 918141 native
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LDL(0.5-15 ng/wel)2 EZEZZA Z}Z ELISA plateo] H7Fstty. OxLDL &2
apoB protein pg@ oxLDL %O & YErdTY,

(4) &9 paraoxonas(PON) AL =4

PON AT =42 Mackness 5(1991)9] ¥ %, Fa3sttt, HhgA o2 2 mM
CaClLE %3St 0.1 M Tris-HCI buffer(pH 8.0) ¥ 7]&9l 5.5 mM paraoxon(O,O-
diethyl-O-p-nitrophenylphosphate)oll £4%21 % 75l & HFSARTE 1 mLZ
Stoh G4 H7F EA] 25T, 405 nmolA 90&7F A=+ p-nitrophenold S HEE

kit
AL SHAHIE S HiE ¥ 2T 2 X EH

(D) EF2HE 2439 {FAA EE

Alo] FE|AHES AWM AFAERE 5F50t= NPCIL1Y &FA| R4 Ao s
Hj&3H= ABCG5/8, 89 C& LDL C Ael2 dests LDL 84 181 o] 59 TdS
%75}= SREBP22] mRNA 3

RS et 529 AlAEEY =E3AIX AlZ = A8EE 274 RNAS
Z&3% & AHF9TE RNAQ ;zg)oﬂ oligo(dT) primerE ARg3te] NPCIL1, ABCG5/8,
LDL 484, SREBP2, ZtZ+9] cDNAE $HJ3tth SYBR Green PCR Master Mix, cDNA,
primers, Z12]3 RNase-free waterg ¥il PCRZ FZA|{It}. Sequence Detector
softwares AREolo] Amplification dataE 43I} Relative mRNA expression 552

mathmatical formulasE AM&-5Fo] 245k}
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HAEE Hdof =25 & + U H
—

LTS
=235 =

3. A1 2 Al 2AE

’t. SEAE
(D A
Fe2HE A BHE FAsk] SAste] T, vhe, £7] 58 AT
(2) A d2A
YRS OR Aolo] BUstel AFRAS FFSAL, AT FolF 5 ot
(3) vto] 2}
8% 2AadE, 2R Ao BALHE 5 I HolonlAS 24T &
et
fo1ge B

4) SAA =]
Al AT 223 Alfa-E $A12 22 Hlaste] p<0.055F0 A

Lt QXX A

(D) A=

(71 A CHAXHOIAL)
LDL S 2HIEC] 374(100 mg/dL =¥, H4H100~129 mg/dL), 8AI(130~159

mg/dL) &0l &3 FEZ 5&5H] o= AE WA= it
(160~ 189 mg/dL)0f| £3H= A7t YR(B2IHO2 5{8== B9l

o A

*LDL A AHE0| 58 5
ofEE 580l of2 MY0| B3 A= HIEA] M|2|=(0{0F B
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AY2ISHE 7159 B2t 7t0l=
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(Lt) CH&RE MI2I71Z(CIAL)

O IAEZE Aguty 3 A4 /fAS gt ok Aol 5832 A
O Qo2 Xty gFHlo|HAAE E8F2 HS
O YAME, #=R5, ok, I8 HYeh 0dS s5HA] 2 71 o4
O BHkdglo] Qlo] AESHY ™A, WY 2EA|, Ax S4A, A {4 0
T2EAE Fo T Yt 8y
O g% Zdoteldo] A4 AstA|9] 1.58E Zol= AV|s FEAgR;
2 7 e Hlol BT, AST7 B4 499 34 olgos it
o= HS
O AFA9] gtof oJsf] AFhAAARE BTt SAf
O F 39 B¢ droly vzl Aol Q= 4+
O =3t SFHHE o= 4%
O 370€ oy I AlFA
2) AIFAA
B2, YoFi 2 A (randomized, controlled trial; RCT)E 7| &0 & St}
() vhol 214
2% 2ALHE 55 5 O vio| 8lAE 59T & Utk
4) 3AA=
ANEET= Q27T AEE BAFLE vt p0.05 &4 FodE 4
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