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HLAR 5.5-7.5 nm) o 7F 5k A M [ 152 i i e A% iy
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KRAEEHDL-CHYH - [LAD » SRy SH IS 7T 4H
(statin) ZE¥1355% 7 RE & IS BHE I I E 7R
T 2 T b R A B SR B EE R HDL-CHIL
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o el AR R A B 8% ) w AR A SV Al TR SR B
FRANEIE R F - B4 - 2015 HDL-C 2 H B Ehik
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FREAG S (AIM-HIGH = 7 74 g 88 Ji* [ LDL-C
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HDL-C AT » BANASHE » M hILC M B Y
JEL o SRR AR £ BT AR e e kR
FIBESE » (S I TR HERIIR A LAY (BT R0
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HDL-C= & 15% % 30% - & H fii 7] FH U 2EY)
HRAE R B Y o 5% g e A I iR B LDL-C

TG » FIEREE[E T - BHEFEEH (a) FYIRE T
i 30~40%" - 17 LMK BEY)TGIE % (Coronary
Drug Project) 7 » 5377 1960 FACHETTHY —#)
FEBG R B > FARREE I A L UE 28 26%1° 5 7E
FHIREHe - ZE SRR TR - AR > 1
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TR Y SR SR S W R G SR 4T I - AIM-HIGH
X BE o B EHKHDL-CRITGTH &y B 3% - 1
AR T 7 i e 1A il FH simvastatin (A 21 i1 1
ezetimibe DUEF| LDL-C H ) 19 H #Y 78
BiatEs - SRS MHDL-C (%7 25%) » {2
& R R IR AR FH R SR A A B0 4> » Kt
Wi 1E R ERES © - EAEAIRR BRI B ST
FE B LR LDL-C R By 70 mo/dL » LRI FHH
FOFR AR ERHE ST 1159 HDL-C &7 SRR B 72 A
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P R PEHAE G R SRR a g - DUk
TRIEARAY I FE - B IREEE G - FIE A
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(— e T RL A F20 0 ) B e BB AR B - AR KR
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AIREE D BB RS - AR AR K I AIER IR
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B WA ST HEEY R 28y 0 B
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e RS B BE YR R v LUK TG - [HIRF 2
5 HDL-C A#) 10% F1 20% - SR #:21 h E 48
3 A L) i 1 T ) O 2 i o (PPARa) BT
FEA o M AE B L A 98 (HHS » B i iR 1981
#1982 /) FIRAHE A HHERYHDL-C/t A
B (VA-HIT » 230 A 1991-1995 4F) £ HY »
gemfibrozil 5 3 [ A 5ef /0 9 TR B (53 Tl Ky 34%
1 22%) » BfESRAE A F S35 T RHEE WA 1% I
NI e A B B B T R A DRI R
RS MRS BB E - 12 HEHUE RS O M
5 JE b Bl 1 - 5 & 43 S (ACCORD-Lipid » & id
J/* 2001-2005 ) i 52+ 54 i fenofibrate /2
simvastatin 3 A HECREE B MK B 19 -
AR EESEYIN NS - RH R TE SIS T HHEEY
FEF - TTREFZERAN EEGEHER
HDL-CHITG Tt » &2 F R S Rinui
0 AE LM - SRS B s T
YA G R0 IR T REAR A B o T Los R s A L5 i
(4 78 4= (gemfibrozil ft. fenofibrate 3 1) » 7E1814
BB VO BEH
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BB T RHEEYG IR Cakas I AT AR
BN B — BRI AR TP R o SHEE T RHEEY)
A # RIS N HDL-C 5% 2 10% - [R5 %E iy
[ —LEi s » KR 2Em Bl &Y 5 rosuvastatin
Bl LA 50 B T R BE Y A A A S (o FH IRF AT RE
FRHIEE R HDL-CHYfEA - SR8 T BHEEYIAIR
hEAR BT DESHDLE HE M - R &
i G HAKIS K HDL-C R EEY Ja e
(PO) [ BRRE i HEZE

55 T AURE PRI A B 3R FH 08 . BBl k58
B LM R EER » =S A EHDL-C
B TGH & » /N % B LDLFERL - oM
PEPEHIRV2EY) - MGm & E s ik
{KHDL-CHE - a0 » REHFEKTG - fRE R
HE R pioglitazone - #41% PPARYy » i A REH —
26 PPARQE 14 » AT LL3H & i 34 jiiHDL-C - B
pioglitazone A4 B Ik S5 AR T8 AL A FH R 205 SR 2 e
21 Pioglitazone f{y KL JfE AT RE B8 LL 1B A
BT - &S AHTHYREIMAEEE - BIa0FbE SRR
IR 1 22 BB 7| (GLP-1 agonists) F1— R BL LS

EFE R

IV {0561 (DPP-1V inhibitors) » ] 35 & g & py 48t
(bR DI AR R G HEE -
(Fr) PCSK9 (Proprotein convertase subtilisin/

kexin type 9) & H REERE

PCSKO FIMLAR A A & YJBHE - H B
TPy S [ P sz B A A & - W RIER AT IR
REL B L A'F FH B AT K es R AEC I ] P - 56 [ 78
ZR 4 i (Regeneron) Bl 2k B 8 3 I 40 B Ry 34 &
E » ELLAPCSKO HIHI 2 H Ik G S s [ ey
FriUgt " REGN 727 5 - FHEH B A R AR M [
P B — R P B2 S B T4 (statins) SERIHYHERL » 1
S REGN 727 fY [e i 755 Hi 65% © 2K H S8 5 faf
% K B2 ) Robinson # 2 %% 3#£ 17 7 LAPLACE-2
(PCSKO EEHTHITHIAER & SL 85 T 16 K LDL-C
HIFEAL) BT © B 5238 B evolocumab Fii & 52 85
TEHRE— R LDL-CIRIE - iHFCHRE R E
£ 2014 4.5 A 14 H i ity JAMAFESE | - fff
FTALAN A 2067 4 5 I [ B2 IMAE 3R & 2 & e
MIERHE - Hik - BEFEES R R RIE
T I5 ¥ #H (atorvastatin 10mg B¥; simvastatin 40mg
i rosuvastatin 5Smg L =) FI =R E B T4
$ #H (atorvastatin 80mg =¥ rosuvastatin 10mg it
WaAH) o A58 4 JE MRS B E P Be 1% - BERE A By
evolocumab $H (140 mg/2 JEEL, 420 mg/ H) ~ &R
) #H Al ezetimibe #H ({8 FR T atorvastatin ) - =
L ETA A [R5 P 82 07 596 9% 10 JEIAD 12 4
LDL-CHYREAR 1 43 Eb S 3918 LUK TG 7% 12 JE]IRf
LDL-CHIRHE H 43 bt - i FERE R R E S
5 B S 35 T W £ evolocumab 3 ¥ B 22 B I AH
bt - 369 10 JEFD 12 i - LDL-CR#{K B 43 Lh K
{8 By 66%-75% (evolocumab % 2 J& #5 &) flI
63%-75% (evolocumab/s H 5 84) » 59 12 [F
R UR P (B B DL - TS SRR T B
evolocumab %5 2 [E#5%E1E LDL-C ¢35 115-124
mg/dl i 22 5= £ 39-49 mg/dl - i 75 H &G 52 I
S5 123-126 mg/dl [B: 22 15 43-48 mg/dl - E5&
& B T & evolocumab %5F 2 B #GEE1E LDL-C
#E S 15 89-94 mg/dI i 2 SF 5 35-38 mg/dl - i
1 H e 58 FI ¢ - 29 89-94mg/dI i 22 - £ 33-35
mg/dl - 52 ¥ T} & evolocumab ~ ezetimibe B,

HHF =

LRI A R 2R3 4 R 53 1l s 36% ~ 40% 1
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39% - Hjii &5 evolocumab & i i LAY LB
Rt ~ BRET » TR - WA S (R E
H<2%) - MR > BT = M [ B i AR
BRERIMERE - PFEERE LTS
evolocumab 7585 12 B ] DIE—F K LDL-C &
& o BB A R R BRI 2 2 1 R
—H IR SEEEE 2 - EFPCSKO HIHHI B TG
F1HDL-CHYE R/ NEAEAR FI SR -
(77) BEEESIRULBAREEE (ezetimibe)

2002 4 10 H ZERIgE N K R AE HLR) (FDA)
TESE e BT — R I PE2EY) ezetimibe (Ezetrol®)
i - Ezetimibe 2 ¥ — M ASLEY) - BIAIE
(] P R SR ) » LA P m S SR P I/ N
cholesterol f IR K 22 » 11 AN S2 525 38 10 451 AP Jgk oo
cholesterol f94: &5k - Ezetimibe v] H[1] &y Bl
Rt pir 5 s [ g o2 I - BRI AR LDL-C -
CIiR R A A2 B2 » AILfE—RZ
HhE— [ E R RE & i 22 IR Ak » H ezetimibe
e EEls ~ BRI ~ TG ~ BRVS MM 28
1R B 288 2 1 it - Ezetimibe (Y EI7E F A 2%
P BT LAY EIE A A EERE (9%) ~ 8
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R BE R RILRIEEEY) R A/EA - R
ezetimibe {17 B [E BE R 2 #% - PTRE S ME
P I3 MG (ST 2 K - DLIRE o B o B T JE g
VIOt R > m] BT I R AR~ BRI RS T
R 2 A SEYIRITER » RS R FRF 40 fE
s 2 W I B A Y, - BT T 3 B BE R RV R ILAE
YER = {H A B ezetimibe IR [ 1171 S HE 50 40
SOESTTREEES,  HEEESE - KIS
{5 FH ezetimibe {F By 255 — 76 B 22 - HRTRELR
2 f ezetimibe (RGBT 24 oy I 208 M v s I
IMAE ~ FIREES T RIEME S IEEREE - [R5
HE TR RRIUGE (TE Y RE B IMUE ) B W4T
BRI —F « RSB T S AR ik
it 52 ZE YA B RE (AR AL ~ W) & 5 B
A5 FH SRS T B EE L B —I5 8 3l H REIRIE
B - 1SE ORI ASE S BT s 8 T RS, | -
Ezetimibe EG MR Y E AR « sE 5P ANE
[ PR~ BIE FHES B~ 2EY)a8 B AE A SEFF
M R ARE & 55— 97 88 - Adgnd

BTG L7 » KL TG KA 500mg/dL 1997 &
2T Ry FLBE R IMEMERE ~ RGN = =B HhsE
IME ~ 538 AU I fis 52 % & (Fredrickson 53 % Ky
HI, 1V, V) » 25 EBEFACEE - ARZE 55 R -
AR EFEBEENESER - BBHEZENRE
HEZE | T - cholestyramine Ei colestipol ¥ =&
PR B0 FHRFEE /K B IR & ¢ colesevelam Fy
FEm - DUKFEIR - =% R EERA - 35k
AL AR FH cholestyramine HR i 2 (i by AR AE 1 P45
A - GVREE G s REENE B~ 2
BRI 28 o JH R SE R RS - S iR B 3 B
B o B IR IRAERT S B o IERERS SR
e A EEYI I - A Ak At R T g
B IR 7 S BRI < e R LR L
5t e ke FH LAt ZEY) A IR RS - A ER A Ak AN E R
—/NIFEZ 1% 4 7 NRF AR A LA EE Y, -

HDL B AEEE

mE RO ST RS - 2 M
HDL-C 35 [m) (1 36 58 2P0 17 i 1 B PR B 288 95 Bt
Hhoe W RE A HDL-ClE 5 100 mo/dL {3 » %
TERIFRYBE9E » RS ER - B8 L2
4% Jife [&] 1 lig ¥ £% 25 1 (cholesteryl ester transfer
protein » CETP) & HAVIHTEREE » Bl HRE -
CETP Ry IMAEEE HE 1 - A2 AR AL Ky —
M - fE AJECETPEY » & VLDL ~ IDL
LDL - ApoB (/5% 1 (lipoprotein) €32 choles-
terol ester - 35f871745 cholesterol ester FYAEEH »
H P B Ty LDL 32 2k - 5 HDL-C#E1fiL
EREERRI R K S H ApoB IR H » &I
S » & HDL-C i [l B lis AL 7 A it iy
CETPEH » filhsLlF » £ HDL-C F=HY cholesterol
ester 818 2% - REMH G HDL-CTH5 - JEfH
TBIE G HARR S NEEIBRITER 7~7.5 A &
HEBE » MUEEMERIRER - R KE
MEPE s R+ ERF IR IR 3 T M v M T A L e
#2 » RJPBC (primary biliary cirrhosis » PBC) - &
BT PBC» LAREMINHDL-C » gy i th g i
oo ANSRAERFDIRESH R - [AIFA HDL-C &y
R IR RETE R PBC » RILE— S A PL
DA - BRI S REEANYE - £S5 HE
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TEEH ot g E A A E T - KLt -
] DU % 58 RV 2 CETP - CETPIIE S E
e HDL %2 Y LDLiE [ B2 BR AL s 1 - AR
HF R PR GRS 22 HDL I R HAPE T - # )36
CETP 5k 2 /K i [ f2 /= HDL B2 LDL .2 [ & iy
53T ([ —)® o &Itk B CETP (19 1% M (K 5 {1 B
FREEE 2 - HOLER & TH & - %5 T & %] 100mg/
dLDL EWf - KR 2 A 1 AT CETP AR
K o fE HARCETP R Z 1Y 8 4= R bl s » 1]
o3 Ry 2 KERGT + LARIEREZE %4 - CETP
E K Bintron » splicing donor side ) G # A it
AR - BT Ze B i il Yk » R T 1
thgr KR 2 - 2. 55 — 1 & D442G AL K 1Y 28
g BEHNEABINEA KRS - HEHEES
B 2« HARHY Sl mifEse il e e 4 - i
RL9 & THAEKHRAYARAIT 2 A - 1€R1T
M CETPILITIR B HY T4 » &5 R K CETPR
2% » AN HDL-CE iy i - e fE—ill - ¥ttt
Y B FEIIREE LAY AR - BEPRHDL-CIRS
BR R - BB AR 2 B BRI L EE e Y
b A R LB 00 LBE 2809 15 T 2%
4 BEATE S kA - B[R ERRY HLE - B
B RTE (LAY - (o SHBYIRHS  BeAm A -
BEBEEE ) (Plaque score) Bl [A] 57 e Y LL# - BEBE
FPor LLER R B - B HDL-C R SRR - WA
RERG LM BEAL - FAEYVE TS - BR T 2R
& AJEEE Tt e R o fEHDL R R A
B SOE B e 2 T H R 43 » @ id s HDL
IBERENFE « B AN Ry - AR 4% T CETPHH]
FAl » HDL $1 8 Ik A8 b Yy — e s ] Pt st 56 ' FH
wrftRHEE - 35 dysfunctional HDL » 275410 »
RSBt -
CETPHIHIA - 22 ¥ | » — 158G JIr9HE
0] DU ITHDL-C » — B /F BB i B rh -
CETP I 71 torcetrapib £ 55 = W& B I BF 72 3%
B a] DUBEE P = HDL-C - {E A3 fr0a i 8 S 44
HIEE A - T R R M B i AR R s 28 -
FH torcetrapib [X] 1 i1 4 [ iR (aldosterone) & 5
MBS F5 4 mmHg - £ Dal-OUTCOMES
HyEESEH » dalcetrapib .0 M B H R E -
3 52 F iR B A iy CETP I AE A A s YL Al

EFE R

HIREIMAE R - RIBEHDL-C S » (HA G K
LDL-C - =54 (event) 19 %E £4F % BHEERY 2
A R 4R 0 B E% M o Evacetrapib g iiHDL-C
B E 5E 132% - [A] B [k {ELDL-C 40% ;
anacetrapib [F] AT HDL-CJ& 3 138% - il 1K
40% 1y LDL-C - 35 & 5 5 3 19 CETP 1 i 71 -
1255 R B HIER KB BUR 2 L 2l s B =
I B g ik PR Al B B R BAUTT B A - Bl -
anacetrapib Ay REVEAL & E& - Torcetrapib iy 4
WGEIFE S M3 S HDL-C IR S ¥
JRTERG B ARAE AL AT 2 AN R S o [F]IRF ik
ZHIERIRIFE R » AMEEZE HDL-CHYRE »
HDL-CHYE &30 M By HEHI A 7R A
EREZENIEN - KRy HDL-CEZRAE—/
ANEFERE - K/~ MBI HDL-C ¥ AL I &
HIPRFE AN —K o TIT &R R ER AW
HDL-C Lt/Ne HDL-C 0 I 8 A 56 5 Y fR i
1 o DREM Fehs AR A LRER 5 HDL-C
HIDIRE » FEHDL-C AT RYRSBRIEEI RS - Mt
AL FIEF HDL-CHYThRE » FEHDL-CREERIEE]
PERYRE JTHEZE T - B HDL-C USRS E
PR FE R R HDL-C 45t Y AR E M
¥ HDL-CiEmEE A REH 1% - KRS HY
TR AR ERES A HDL-C AP RE VL
DIFA B2 I [ i - (Al - & HDL-CHYTRE
T T RERESFE AL — 8l B S 9 7 35 2 AR A
HDL-CHyE & 2

FAHS 7B (K HDL-C $iEAYBE &
br 7 CETPHNGIA] - $R¥EE - B Bk
g4 HDL B EE AH IR 28 1 ALy 10/ VR A B
AR BR R I 52 b ] DU A B R sk AR R AL - O
AR 3% ok DA B I A 25 11 A-VERE R RS BE IR A
SR LIk HDL ZHAE 1 o HF M X 5% 8% i ] ]
DU M [E B SN R A g 5 B 8 HDL g A= B - F
Mk X 52 ek e 7 71 O R 288 e — B2 PR %
EH - AEE TGIME © 7N+ RNA miR-33 1y
NG ] G 2 B it [ Bt s HH P R RV 5 0 - i
REENE S SERFFEEE - Aleglitazar » —fifi %
PPARG/PPARY Bl 45 & HDL-C 32 55 /K TG
B 55 SR B/ DR Rk B T v A s i el O
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FEPERRI BRI SE T - SFAFRGERAVEES -

¥evEE A

HDL-C A MU 2R 2 — M T o
MIBTFELEIE » EIMEAEER T A HDL KL 7 ATAN ]
AR R - IR AR E 2 E AR R
FEEM - EHEHZAMRCREET 2R
AR HE B HDL A AHRY - R s —LE 2 Bl iRe
AR A S RIS HE - eI 2 - HDL EE H'E R
FEA B AR LRI EE [ TREE R TR
[ o ik HDL AU n] BE =Rk B A A FHH G LS
B - BIAD - ARG SRR AL 2 0 =
FENEEE H R 7 B RE LR PR RS2 FR Y HDL-C
It JEE 02 — 18 BE A 1y B U ok e A A THEE XD 1
Il R S AR P S S A iR B 1 RO A T DA
i PR 78 1% 5 R 1 4% - HDL-CHY Zh AE R 14 m BE
FIRA RS CASFAE 7 — B - &1k
HDL ZhAEEM 8 41 E B E AR B A b 2 IRy —
HHAFgERM - IEERSNRAYRETT - (E R iiT Ry
HDL-C 4380y BRI A i A i i - B AE
TS HDL-CIRIE 2 1% - (PR BER B RSk R iE (L iy
GHEHTRIUHR % -

BT

K HDL-C JRBE A 2 S5 IR Bz el - I
thg — 252 Al s A R R © B4 - fEERE]E
H - A0 3 M B S E e - R R
{ERET-H#EHDL-CHyE SHIE 2 kK] F R B
FEH KA HDL-C 2% (<10 mo/dL) B FHET -
RNERTEED P REE BRE HDL-C » 5 & RIS
(A% - JRHEABIGURE N EEY) - IR BN B
AN ISR AR R ARVILE o STt 7/ i = EL - )
BRI G2 NI - HF - TR T AL - m] DURE
PR S HE B 0 20 AR A P s [l e
fH o Btk > (R HDL-CHRERCH & £ M RAER
REHEH - BAE - SiE TSRV 2 R HDL-C
I B B L IV A e B B T 28 —RG
3 202 o JRFEIERYAETE Ao - BRI
VLT EE - FFEUE HDL-C R AT RERY W]
REME - EBEAYHDL-CATREHR L - MRAERRIHEEY)
AlREE B B YL L TR B R By S B

ZEY) - AN TGHAEET & » $i401> 200 mg/dL -
i HAKHDL-C » R fEFEZE S8 T AEZEYfE A -
AN - AR P DA FEE - BiEm EIUARE T
BB S —EREEE - A - () KREREES
(@ FF=ErEE o ) B T HEY A REREH -
Q) EARBE H s 3B T HEYE R E 2 ARE R
HDL-C AR M LM S AR R R -

AERA HDOL-CR SRR BB BE - F8HY 2
3t 100mg/dl - S5 I ¥ E%0 BB SR B A A I
o RIHLESAE CETPEE HAYE - Sl 2
CETP & HRYREK - Hrp—EiEL 2 MK Apo 2
M AL Y2 F HEE HDL-C &R 2% » S34MNEH Apo
HHC3 REMEHGNIMNKRE - BIETGAZ
Ri& - HHDL-CIR st 2 Hrr e o B
SR EEIRBE LB - B EREERE K
E ~ DREZE - BEREZE - SR ARRR A Sk
WENIRBE L EIREAL » RIRFECEI A REEEE - IMT
HIREE o 750 Bk 5 T 2 22 A0 A B (Treadmill)
FARIFIEt Ergometer - Z5RERIEANRERY » £
SLANE] Master (1.0 B [ By 2B o A s R
HEIIRBEAL - HRREE G F BT 1 BhARRE ALY 72
1R - AR H[A]IF A LDL-C S iyn B A AR 2L
1R 0 BRI AT DLE BRI LDL-C Y statin I LAYA
e B ] ezetimibe (Jif ] B IR KC PH R 5 ) -
B 5 NI LDL-C A Abiy » ] i HEE I [ P s
R - BIANERT— ELAE {5 FHEY probucol -

2013 4% 11 A% » BRI A Lo & ACC/
AHA (American College of Cardiology and Ameri-
can Heart Association) H:[F] 252 » &£ 17 —E
(N EI R AR RS | 27 AR IR TR R R
SR+ (o ] statin [ ECCo I i (2 0 B
KARTERT ) T SR A i bl R E R 4 KJRRE
B ()RR EERE LI (atherosclerotic
cardiovascular disease-ASCVD) i3 (OIS
R ERE | SMEOE  BEROIIEEZE
RN YEIN 3L -8 b e U K i)
EIIREE Iy ~ vhJRE > RS ER M -
BikEENS) » (2) LDL-C = 190 mg/dL iy - [t
Tz IR RE - 3)MEASCVD » FHL TR
40 £ 75 p1f LDL-C 412 70 £ 189 mg/dL Hy H
PRIGEE » (4) IR 324 ASCVD BibEIRIE +
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KON 40 B 75 5% » LDL-C 1A 70 %1 189 mg/dL
it 10 4 ASCVD JElks (€ 28 R EEGEIE AL
BEZE ~ LEAIMEZET ~ HJR) = 7.5% Y BE - fEE
A LIMEBIRIIESE + (] high intensity statin
(L&l rosuvastatin 20-40 Z 535k atorvastatin 40-80
Z5) DEFLDL % 4> 50% 1 N e 2 fl o 71U
MY 3 FREAC >75 BREIEE 32 high intensity
statin HIJ & {5 F§ moderate intensity statin o fE4E4C
A 40 2 75 5% » EASCVD [ BRI HE & JHE i
FH moderate intensity statin DUEZE] LDL T 30%-
49% ; {5 s B 10 FEFEAL ASCVD Jil = 7.5% »
HiJ{ A high intensity statin & /& & ¥ 2 {Fi% - B
19 —42EMY2 - FHIBIETE T AN RRE PR IW B3
o Ry i KA TG E 52 o FEAEAC TR 40 E 75
%3 E L UE FRIA ~ FRRE PRI B35 H 10 FE 7 A
ASCVD J&\ [ = 7.5% » HLDL-CHfA 70 %1 89
mg/dL - Hij{# F moderate or high intensity statin
TEMIREURFRNY - TS FF SR LB & L
TR DR 3 1S A 2B S DY IR JE R B
o ARG R A R R RIS % - 2013 Y
guideline th B LR « G Y 2R 35 5 1H Ol g
(Therapeutic lifestyle change » f§f TLC){E &
2o BN A EEEE - BRI AEEEE
"] DATHBG BRI AR AR o AR HE RS T B IR M5 IR BE
1t (atherosclerosis) #35 A > DL TLC BE & 75 7l
A DATEBG L LS S~ rh R B SR Y SRR
(K1t TLC B statin &5 fFEf T /2 L EERYIGFE T2 -
N OF i G BRI AR RIS S i R - R
B2 FEEE =R EE I (Third National Health
and Nutrition Survey - f&5fE NHANES I11) 2 %%
B - fiE ] 2 0 240 mo/dliz ER B - BEBMISY
Do g0 - mAE R —BMI -+ 22 P e = e ]
PEIMERI RS LM% - TR 1B A S 1Y
AR b B T - B R R R 2 O B
W+ R R BB s 22 BH BRI » (& SEE NG 5 43 o 14
- BEEER R IEENE 82 (free fatty acids - f
FEFFA) » 8 LE FFAE AR - fE s 3R
i (hyperinsulinemia) (Y /E ] T » S B ZHY
VLDL 3R » MEEVLDLH & KETG » frlA
AR 225 85 5 6 TGl i) 32 » STAE SRR Fe 8 B
FRA S 5 2 i 5 U I R 2 — SR 91 LG 52 ke AR

EFE R

B EE AR E E R A 8 2B AR IR A
FIL PR AH s 2B IS 2 (i S A A BB B L D RE
T SR B ARG - TR RIEA - AR
& > TERHBIART - e fE VIDL 84585 K 5390 -
IMHEVLDL Fr & iy = H g B HDL-C |#Y
FR b IEEiE e A e - RS E(HDL-C EryTG
TS A T i s o g 4 o - E1S HDL-C LY i
[EREIE A - BT DUIERE RS 5 A PF HDL-C S| (i > »
bl 3E 28 = H IR IME - HDL-CHi K A
LDL-CH Kz 8/ H 8% » AN E 2 I GE & R
8 R R AENE AR E IR 3L -

S ST 117 S 11 2 491t R S B TR RE AR
B o B HDL-CHY JEbg I A vA g EAZ L o
EZH 1P AR BMIUE 322 AT IAR 2 2
— 7 AR A fEHDL-CB A TG 5 - i
SRE HDL-C A HEA Bl 38 1] 638 B Lo I 2
S JEL B » ALY A TR IR AR R GRS B8
CFFE A BB B AR Ry 58— RRIGHE - 1E
Bl A BT am % - oM SR T BEEYT HLi 32 1
BRI - 540 FHE AT =0(TLC) » FlANERE
pedl ~ AHGES) - REFHEREES o RIFEHE
B IR e 2y B S B L B e Y R e A
ATP I3 > 3 6 2 12 8 H RS EIRAK
7% % 10% - BRE A EIFIIEA ~ trans ZEAE A
(tans fats) - f2[&E[lE - BE i 2E (simple sugars) »
BRI ~ B BB AL - AEZEH 2
BE CEZIEHE  BERE PR EEIR R
BEALHYOF ZENTEAL o REAb » At AT DL 3275
BRIGHE » BHEE MG INHDL-C - FIBHEE )R HE
I (a) o BEARIE SR LD L M S SRS 20
RIGEFEE - IR A G mELEIBEE - WA
RN R / S T SRR Ia R o T
DB INEEE Ia R LT 2 -

FiEiam

e ML s 2 2 8 L1 o S & e (TC) AT B
TGita R B LDL-Ci iy o 38 2545 e B I 35 K s
BRI e E RS H - =R ~ BEER ~ T
IR~ % DR o B s S A 2 B I f
BERIKl T - H ATERS [E 15 32 B8 B [ LI i oy e
Wil - B T &R e EILDL-CEA TG LIS} - 1
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3T HDL-C - tHERRTRI# » #2AIRYHDL-C
BlrEr » QU A R oK IR BE A L s Y A e AH S i
& - S@BEFATRE LR - BIfEw A LDL-C
fY 9= BE AN 2] 100 mo/dl - 2R HDL-CHRAE - 15
PR e L B B R Y fz B - HDL-C $#H2
AN GBI i A 3 2% Jd 1Hl - B HE 2 Ay 2 HDL-C
a] DL B B i & B 5 5 58 §8 (reverse cholesterol
transport) » & B I B 11 & B 5 vh i 26 1Y i (]
P R LA [ T e T 2 AR ER I - B B i HE
G o Kk - M HDL-CIE Bl - SR E e
REF ORI 1ML 16 00 » PR IR NS SRHERT 58 2 1Y IfiL
Ui 4h o HDL-C g HiE LB HIEE R AN
R SRR I E Z G PTRENE -

A VEVE RIS BB HDL-CHYZE—4 -
FEFRE ~ i 4 Bt A e ) 4 & [ R HDL-C - AH
BZH - g B kR (AN g A HEL ) ~ et DL RS
g HIJ ] LLEE F-HDL-C » S 2w #t - wh v LR
FHHDL-Ci% 4 mg/dL'? - R fr ik i 1H A 25 % T
K& BlmIUSKERY) - Z3ERAE - K
BB 2K U B DEbEny
7kt &Y - WAl DU2E HDL-C « It AT L
2 HDL-C » {H 22 E B T Re Ty Ay HoAth
BEAR - — s - HEIREI S 2-6 # A1
KL A] LIEEFF HDL-C 32 2 mg/dL™ -

HRFFZWAMNE - FIlAyAEEE S e

Y& Of LR TEVE B QU 282 7 HDL-C - HETTE AN
] DR FHHDL-CHYZEY B 5 © (1)StatinH 2%
Yy EHHEYC AR S LDL-CE{KHDL-CHY
I3 KB > AT DUk R BEUCa L35 Y500 B A SR B 1
2 - (2) Fibrates ¥HZEYHIE A 15 TG E{K HDL-C
s EREE BIARK - (3) NiacinZEEEth n] LI F s
HDL-C - ZUFERYZ » IkH %A niacin » 57]
REEr G T IR S - ELEEBMYM - mHE&
ff Bz FH statin B niacin £47IKF » i o [A] e Al FH
MEAEFREEC ~ BUEiEE R - Ky Eattg i
statin f1niacin E£FF HDL-CHYSER - (4 fliFe s &
Omega-3 i3 ff BRI F A $2 7+ HDL-C
GED - 6)RAEMRFEE - FBIMEEY+HE
—HER S SR I R (thiazolidinedione) thEE B H A
27+ HDL-CHYZUR - BEATEr iR 159 AR HDL-C

B~ ERIRIB I R AR AR &k - [FIRFBE T
— M e 2 T EEY) R B B Af2FFHDL-C - i@
it £ S8 o 11T B S (S O 1R 22 LDL-CR S 22
5t 130mo/dL A Rl - FE 3 BIRRIA R ARHE
Hh IR OR R L AR 102 4 8 H R IR I A 2 iy
fe A e £ » LDL-C & & 3% 100mg/dL B[I o] 8
R AET R A G 1 EongEE - KF
30 B A2 o fRCELIREIM NG S8 Sy FHSEREHE » R
A5 RN 27.5 fE ey gE s S Y o {H A g
% > TR 5 A P RIS AR B IR 78 RS 19 R
i F 204 800 I EVRER RIIE R B 21.6 (&
TG » Eat 42 {50 o HEMHAR KR 5 AR B e
L IR 14.5 (870 % o A0 L B BbE R
B 2RI LDLFE AR 130 mg/dL FEH 2
100 mg/dL k] BHAGZEYIGHE - HENEE RS (TC) HI]
¢ 200 mg/dL R{EZ 160 mg/dL ; 5 2 {ELL E
faba R 7R & IR s LDL = 130 mg/dL
A REFALGH ZE - TCAM#MEREFE A 200 mg/dL -
a2 1 f& b K- #9995 /& > LDL = 160 mg/dL
B TC = 240 mg/dL BIm] a6 H 2 - 12 G ek X
FH99R & - LDL = 190 mg/dL A" w] fil 4 F 2 -
DIMEBSRAERR TEBNE— 2 - f£TGH
Tl SO BRI L 22K 500 mg/dL » A
RETZRNBAAGE HZE » AnSR 2K 200 mg/dL ¥ (H
TC/HDL>5 5 HDL<40 mg/dL) - Z& 3-6 {i§l HAYIE
BEYIRER R - A REFEE « 0B BObE IR
% 3% » TG A A 200 mg/dL ( EL.TC/HDL>5 5§
HDL<40 mg/dL) - EIGERA LA % - DL L&A
B B 536 H AMn A F
% 0 5 6-12 H H Fidhimes A - HLEEE
BEYIRIMER > 40« FFOIREEE « RIS fREE
% - HATHIF 2 M J19lin &g HDL-C
HYZEY) G CAERR RS T AEE R EHR FHEA
BRI R ] IS s e — g B g -

L2E R

1.Khera AV, Plutzky J. Management of Low Levels of High-
Density Lipoprotein Cholesterol. Circulation 2013; 128:
72-8.

2.Gao X, Yuan S. “High density lipoprotein-based therapies for
cardiovascular disease.” J Cardiovasc. Dis. Res. 2010; 1(3):
99-103.



400 ML AHEE £k REF RWR RIFH MR
xR—* : 2RERIRBFIEEEEYIGIRER (102/8/1)
JEEEYRGR RGN IfiL i I AAE FRITRUE

IR B PRI B EI R A AT

2 flfgkaA 72l b

1 fEfEkaA 1

0 & fekg Xl 7

fSERTIEA 3-6 {4
HIEZEYIEH

A SERTIEA 3-6 1
HIEZEYIEH
R SERTIER 3-6
HIFZEVIGHE

TC = 160mg/dL 5§
LDL-C = 100mg/dL

TC = 200mg/dL B
LDL-C = 130mg/dL

TC = 240mg/dL 5%,
LDL-C = 160mg/dL

LDL-C = 190mg/dL

TC < 160mg/dL 5§
LDL-C < 100mg/dL

TC < 200mg/dL 5§
LDL-C < 130mg/dL

TC < 240mg/dL B,
LDL-C < 160mg/dL

LDL-C < 190mg/dL

o — 4 e £ 3-6 {lal H 1ML
A —K - B LURIE
VR 6-12 8 H HhifAa £
—X > [FIRFEEERIEM
LEELIRTDIRERE - 15
ROV IRAE -

® LAMETINEE

(—) TEAREIIRHGARBEA LA+ DR A > /OB RS B B A OB B b e S A PR T S (b s )
(=) BRIMAUBSIAE TRIR A B 5

1. JigE -

2. R PSRRI (TIA) » (REEZH AR HE Rl 17 )
3. G hEAR SHBHRIE - (REBTZH IS RHE bt Y7 )

® fEfRIA T EE
1. I AR

2. M= 45 5k - 1= 55 pREUFARE
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A low level of circulating HDL-C represents a problem that is both common and clinically challenging. The
National Cholesterol Treatment Panel recognizes the sex-specific cutoffs of HDL-C <40 mg/dL for men and <50
mg/dL for women as undesirable. Low HDL-C, linked to premature coronary artery disease, being identified with
increasing frequency as lipid screening recommendations is increased. Epidemiological data indicate that a 1 mg/
dL increase in HDL-C would correlate to a 2% to 3% reduction in cardiovascular events, an impact greater than
that noted for LDL-C. However, pharmacological interventions that raise HDL-C have not been clearly shown to
reduce adverse cardiovascular outcomes. This conundrum has forced clinicians to reconsider existing and emerging
data on HDL-C biology and therapeutic strategies to optimize clinical outcomes. Low HDL-C levels should prompt
testing for secondary causes, some of which are reversible or artifactual. Statins remain the first-line therapy
among individuals with low HDL-C levels and significant cardiovascular risk who warrant intervention, as defined by
validated risk algorithms. Therapeutic lifestyle changes may offer general health benefits, including the possibility of
improved HDL-C levels and functions. In terms of specific HDL-C-targeting therapies, fibrates may be reasonable
to use in patients with significant cardiovascular risk, along with statins, if triglycerides are significantly elevated, eg,
>200 mg/dL, and HDL-C is low. Niacin, still without a large clinical trial of its clinical effectiveness, but if tolerable,
remains another theoretical option in patients with (1) substantially elevated lipoprotein(a), (2) statin intolerance, (3)
in addition to statin therapy, in patients with isolated low HDL-C and progressive cardiovascular events. (J Intern
Med Taiwan 2014; 25: 389-402)



