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FH o Rl g R FHBHEE F R HE RO SEREREGRESGL LB EE J91K
FREMEAIEES - A FTRRF (@ ok~ PR~ BEHkmE ) 348 kR &
# » 22001 55 £ B Bl 85 50F ot BURA 6% 51 1L 223k ) statin 38 22 4 R K Ko P 69 I35 &
BB MR B o AR AR AR AR B SRR 8 A 00 A AR 0 AR IR BT R B o
B AR M fAn Bk RE # REARAS B HES  HAEOEHLRAZETESR -
R L ED AR E R PR AERT » WA CHERBBR GRS 5 -

FA#EEE : (CHEIZEE ( Metabolic Syndrome )

MASEE ( Dyslipidemia )

E:EEE ( Evidence-based medicine )

T

AU

FREHHEREE ( metabolic syndrome ) s&/D M
feba N -FHIRS &0 EAERE o 2 - (CHHEREE
NABIRES R FEPUEMERE (insulin resistance syn-
drome ) ~ fiEAR X ( syndrome X ) B R 5L & fE (7 BE
(dysmetabolic syndrome )" ° 2001 -3 [ JE[EH] 2 £
B 714l (National Cholesterol Education Program, N-
CEP) ik N 16545 ( Adult Treatment Panel, ATP )
T 45242 38 20-70 BRI LTHRFRIE 24% A
REMRE " ( ARPEAT R Bre fi A= 2 B R AR BR f e it
BHEOR - ERELE - Bt16.9% » 2k

13.8% » BEFERHISE MG )  NCEP ATP 11
REHEE R E —E2EEYE > HEEE M
HIEFA =M (&) LLE - LBERBER: ( abdomi-
nal obesity ) » B PEIEEEE 102 cm - 22 EREEE
88 cm o 2. =M HIHAE( triglyceride ) IRFE = 150
mg/dl ° 3.7 % B ARG & FIIEREIEE ( high-density
lipoprotein cholesterol, HDL-C ) =2/ » BE<40
mg/dl » ZME<50 mg/dl ° 4.1ME=130/85
mmHg ° 528 MR = 110 mg/dl ( EFEREIR
J# 0 2004 FAEET ATP IIT' E.25% 100 mg/dl ) ° 1
nn P B R 26 [ o I R A e I A ANA] « (2
o BYEEEEE 0 A ) - MEEEE 80 ) -

A RZ Y WAUR: 970 BT P RE ZKT07H LB AR RSP AAECEA R
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R (R 2 8 55 — RIS PR B B AR5 A i
L ORI E IR A kR 1 - AR L
K HESR A R ER R PUAL - IERR AT EEES H 43
I AfRIAE H R IR S s B AR A -
O B PR AT (L S B i A TE % - SE EITED
B EE) > B (HE P o T R
O CHTTERTRE > RIE S AR R E ( dyslipi-
demia ) L EL & I o1& SCEREHAHCHPE BT
I S e R B B H A& 3 B SR8 5 -

REEREEER

B 1 NCEP ATP IIl &E #6491 > £ 2005 A BIFR
BEFRIIEER (IDF ) S SR B 5000l B I 5e
L/EB U2 € (NHLBVAHA ) Y E S (F2—) o
IDF 3 S /E R B AR AR 7 NHLBI/AHA $E 228 [ 4%
T R R ZE 100 mg/dl o BESRICHIE RS
B E SRS - (HRAE 0 fEks K 11EF
fti » {HEA BT

RHIEIREHEEEEHER
REBHEMRAF R EEAIRA - JERE - (BCHHE
R —E et E » FEERIE N E R
EHERE » JCHAEIRED o PRI AL IR LR 5 2+
PL ( insulin resistance ) HIRAMEIN: o —M%2K
it o NEHE R LR A EN S A R ( glucose in-
tolerance ) F-HHERL" o (CHME (R AFH N HE 525 Hifd
QU1 s R AR A R 0 i P i e R 7 ok s 58

&—  (HEIREF V2 ENRAE’

YU R R NERGIR ( free fatty acid ) » &
SEREEHE AR RS e AR > TRk — R H e - RII
iR NG & H ( very low-density lipopro-
tein, VLDL)AYZE A o H & & = H IRk R4
FERREE > & @l b BENEEHE H (cholesteryl
ester transfer Protein, CETP ) KEHE 1 g fi B
(lipoprotein lipase ) BT % B ( hepatic lipase) °
MR WAL AEG 25 P i 2 A METEN S (1ow-density lipoprotein
cholesterol, LDL-C ) FJNE[EEERS ( cholesteryl ester )
TS = P E e (A (% B s B T BT i » {0
1% B i B UKL/ ] L% A B B B4 o
/N R B RE B D MBI RS 2 gl b » T
WA TS > T2 BRI (foam cell ) » &
REATIRBIAREE LI R >t e i A B2 A B
GEVE » ¥ cytokines FYFERIFRIA » 3ERLIME
BER o HUH LESTRR S HUCHHE (R B EZ i R
R/ AR R ATRAREE ( proinflammatory/pro-
thrombotic status)'” © 55—7F71f » (CHHEREEE B E
WA S 2 AR DB ERRR R > KRR
HH » AT RERHSHE S R RS R A IR AT & & H
H=RErIIEEH ( triglyceride-rich lipoprotein )&
TN > oL Hfee 5] e 40 B (9 R AR e Bl Vs P
e S 1 7 TS S P s LT e s [ e e 46 2
P 1S =1 H il S B ME SRS - AR (ERT
MEmEEs ER T RE =M HMEE R Lipid-free
apoA-1 ( HHEWEHER: ) - [FIRFth & X a2 N
F MG Pt (R sy o 1T ol o 785 P S [T s i

NHLBI/AHA criteria (2005) IDF Criteria (2005)
DT =HHE L EfE B—IEM ELUMTE IEE) UL RS
1A ESAEH (central obesity) LA ERAEAE

2 JB[E] (waist circumference)

B> 102205

> 88 AN
3.IMAE = 130/85 mmHg 5% AR%E
4. =P HHEE = 150 mg/dl 5% AR%E
5.1 BN

< 40 me/dl B AR%E

2P < 50 mg/dl 3 Al
6.BRATIHE = 100 me/dl 5% AR%E

2 JEE (RE)

B> 9085

> 80 A5
3.IfJEE = 130/85 mmHg 5% A&
4. =T IS = 150 mg/dl 5% iEE
5. A AL

B < 40 me/dl B R%E

21 < 50 mg/dl 5%, R EE
6.BRATIMHE= 100 mg/dl
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R EAL g N o RIS PREE RINE S AR
GV

EENHEFSHEIELAIRMR

RAEEHFEERATEREREL > HEH
AR~ o s — ~ EE BRI IRREAG R i
HEIN - TR AR e R A LR T ( oxidative
stress ) > 5% 48 Se P& [ (vascular reactivity) °
-~ MRl RH A R L AR (inflammato-
ry cytokines)Zll TNF- & » IL-6 & @ ThiaE L C-
reactive protein (CRP ) M fibrinogen ° = ~ [5¥i3&8
(adiponectin ) B o [ AT 5 A Hom 6 RS 552
PRV ~ IR 5255 ~ B8 28 e B AR L
H o $138 2 VE 2 A E rTHIIHI] TNF- @ A& nuclear
factor- x B pathways ° ki i HE A NERG 4
AN 4 g grdl o B HE I A R R B AR ) 5 A
A3 RS i B e 48 - U ~ PAI-1
( plasminogen Activator Inhibitor-1) /)1 » &AM
BRER o T~ BACHIRES B AE B 1 B[ P o Wik
A BZ A 534 MCP-1 ( macrophage chemoattract
protein-1 ) » NHELEKE A MERNEZ T EKE
WEAAE 5 B A IR A LR RS R B
AR o R AR R ( growth factors ) 2
(R E I A 7RV LA S A= - S R Bl AIRASEA AR
TERK s 55— 77 R R A B R L B iR R
( metalloproteinases ) & %I MEELHE 77 fF » 8
B AR ASEA LA ) NS TE » 3 R B AR ASEA L 25 ) il
o BEMENZR

EENHESESMERRVRR

SRR 0 P 5 e T - i e A
M i —FRIME WAAAR - i 0 AR R e
M A ~ & =R H AR IMSE ( hypertriglyc-
eridemia ) Sz/|NEREURIICEE FE A 2 1 2 6] 1% (small
dense LDL-C ) » SVl A B RRE T [T 8 R25M (en-
dothelium dependent vasodilation ) Jz #3117 A 5L
JERE > SERLE MR o

NHEIREF ~ BEHES NI
BRI RAVER

FRFE Lancet2004 - SCik INTERHEART 28 & {

AE B ) 25 TR ] - B DO UBE 2 AR R AH R T
LAt 1E 2006 F—{E SRS 2B HEERT 2 EER
FRHE fi 7 B0 1M1 8 R 5 2 75 R BH > E &
MEDLINE search ( 1966-April 2005 ) it &% 57
% (meta- analysis ) 152 N 5l#f5m « AAHHE R 2
TEILO MR ~ OIE T KA IR REE B
ST B EfEREN 7 - FHEHfERE ( Relative risk )
LB R o EAWR TS ENEERE
FEAE B> 45 5% ~ 2Pk > 55 BRERE O MEEH
FIfERR R 7> o AR CHME R R & & a5
RIEE » BN CRP & L5 » M CRP EHE R L
M B AR TR 12 o FEEAREERAE ~ O
I 2 90 B e/ o L /B SRR ) R PR
FEE TG B NS [ B A B A 4T I8 © Statin ZEY)R] LI
HA A B RER AR > TR R ORRY 34
I NCEP ATP I {8 statin SE4) & filA Lm0
HEEE o (CHMEIRRTE RO PR B AR E 521
LA =P H g i FOECHY 5 % B i 2 1 B [ P
B o BRI R R R AW
B IE Y BRI > AH NI (R B i 5
T #k S 5 F B ( apolipoprotein B ) &I NAY » 1A
% L statin BEV) B > (HRAFIES »
SLEPEZ Statin ZEVNG REAIHE PRI AT ELIENE
PRI AR O I FEE 2 ZoRE WAL
i B PARR S B AR B DR [ AR R T B A R
B 7 e SR o e ] HERI R I e AR 2 Y
TEE R E Ba 0MmEERER - UM E8EE
S B IME R BRA R E R B 22 L REg s
— ~ @ = H AR IMAE « fF— S sedin o
e — P R B R M O R T o TR
ke E EFR A ERRE R E T8 > =t
NeE 157 89 mg/dl &3 155 25k LR BEZR 73 7l
% 14% F137% " ° Jeppensen SEHFFE A i e 25
e [T o 0t P AT v — e S S L Bkt P
lid% ( ischemic heart disease ) HRH ™ ° 2007
Circulation — /& Sk $a tH =1 H b A5 BLed L 2
FREEFHRHE ( IZRIRRE R = EE H AR IR o i —
oy 2 —H% =z —BHE IR 1.7 )P o —
i — e M 1F 25 B v 72 B D i e ) 2 B il
I 0 SR B (i 9% 7 B AR R R B
B =P H AR R ( nonfasting triglyceride ) 4 /&
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Bl M BEAEZIMHRA © 7£ Physician's Health
Study 5 8 1% = 0 = H AR IR ( postprandi-
al hypertriglyceridemia ) EHINIOMUEZERE A2 -
2007 F JAMA 5 —RBRIL = =B H AR e R
& CHRCRATT

Bansal 5 JGBHEENTSE (prospective study )
1€ 1992 £ 1995 I 26509 {7 LB 214
(20118 25 & » 6391 i AREER ) » JEHE 1.4 F2K
BIZROIME B (R ONUBEZE ~ P~ B2525H
AR EIE F 3877 ( coronary revascularization ) 5/ K]l
PESEL ) W4 o SHURE R @ =M H e
FEG IO IME A > CHERER 2 24/ NRERY =
e H G R R A B AHRE - (B BRi% 2/ NRF Y B
{1 U AR SR (41

Nordestgaard 5 A\ HAGEHEMENTSE - £ 7587
(201 > 6394 (7B TEH 1976 FBEHEE] 2004 F-2K
BIEROIME S CONUBEZE ~ BRin e Ol ~ 3t
T ) o SBBURE Ay =8 H I AE R A A i
HERNFERIER > NiaBr o BELOMmE E4EH
B (p <0.001)™ °

ME 3 — R 5EFR | ( limitations of both
studies ) fEIR AIURABER » FHICKZE B E =
P8 deb i O P R A E A L B (AR 22 R BR T - £ H
TR R HORZE B & = H e IR A
R > HE R —EEE T -

=~ AR E ENEEEE TR 0 Framingham
Heart Study, PROCAM study, Helsinki Heart study and
the MRFIT study 738 B =75 [ i 8 F ME [l e Bid it
CIRAERRY o A A FIRAIE47 & o0 A 15 24
a o e R E B A 1 me/dl D
OIRIBEZE RS 2-5% ° » AYVENY)E Ba A EflRi Lot
e e B B R AR [ e B S B A
0] i€zix = 20 S A UE A S T T/ UL ST 3 s i D55
L IR P 1 2 I M R A 2L ~ BIIRE
%K ( tissue factor ) ~ I Rz HHAERYH 75 1
(endothelium adhesion molecule ) ~ FIFELA Kz Al 2=
A2 NO Foa LIS B AR R FR ™ - i NEIM
[Em SCEREIFH Statin SEVRGEERR A (EARRZ L
M & E M SR eI 2] < 70 mg/dl ) » KRS
Hi & EME G 2 FEM - 2L 0 s AR o

=~ PR NE B e B A ] e L

( triglyceride/HDL-C ) 7&/L I8 2 Ja b 1 TR I
K- > EE A B e e Jalfa ™

DY~ e [ e v i R L] e L i
(total cholesterol/HDL-C ) : {{<#5 3B Framingham
Study > HEME &7 B = % P A M ] I53 b AE
INES o EODIRE B AR R 7% 0 5-7 B
R 12% o Bl T R 20%  fE—TRFSE
B HETENCEE 2439 A7 F AT 2812 i1 20 PEHL 20 5%
AT OIRIIEEZS » BEIT Sk S - /S0 - AR
[T P i v 72 5 T A 1 o e e b B — e o e
IR O A TR E E - (et » — %
O A T A TR AE Y o EERHERN > HEIR
T8~ OISR B Lo I P 8 L B 1) S 8 de
AR ELAE M 4

11~ #iH#E&E H (apolipoprotein ) : H{FE 5 B
I AT [ 73 SRR & AU IR IME (familial com-
bined hyperlipidemia ) S Z 15 & =1 H HNE M
fif. (familial hypertriglyceridemia ) * H./G LE ke
A TE T Co I 906 JL o b T v 2 I [ e
ff o (HRRIR EAEGRRE R E - INEaEeE
B/A-T FLAEAE TR Co 0 A 2 ok S e B s [ B
T A A A LR A A2 ™ o

75 ~ Global risk score : ¥ & —BLHEHRIFh AT
ZLIME B AR K » Goal <4.0 = Total
cholesterol/HDL-C + ( HbAlc -7.0 ) + ( systolic
blood pressure -130/10 mm Hg ) + number of
cigarette packs/day > HHH AL REDE ] s B 5 %
FENE B MBI A

NHEREFMAEEERaE

RBYERIHEE R LA IEEE > B 17—k
GFSL - WS HEAEE LIGEE > LUEHITE
B3 26 — AUBE PRI B L & R 38 46 o TFTaRE
— MR e ARG A REY % ( therapeutic
lifestyle changes ) FL4HIRICHE & ~ BREFZEHIFIA
HIj5# &) “ o [ AR5 Finnish Diabetes Prevention
study / Diabetes Prevention Program f5H} » {{z4f
AR 7 fi B R 0 5 YRk 7 9% i 2T LG & AR
VEES) - HEE 3 TR I n] R R R R R o —
RUBE DRI 58% HIFE A= o

— ~ AEHAURER O - IRIFSEELEEY) ( met-
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& BARBERIB LI [N E RRE R RS

B OHUEZE ~ T.OEME NIIE—E « 2 EfEkERF ( CHEHERRE ) - B HEEL
PERIRfERa R (AIFREE R ) » (GBI EE(RRE

10 568 CFiE EBgE KA 20 % ~ BT ERRE LI O I ( atherosclerotic cardiovascular dis-
ease ) ~ MEIRIA ~ FEEF A ISERIMAE(E (transient ischemic attack ) ~ SEEIIKIH Z&:& R E| ~ S

JRBR A JaR\BzR Al
Very high risk
High risk

IR > 50%
Moderately high-risk 10 5 CAiE A 10-20 %
(Higher-risk in this category)

( bstimpgin b2 B iahaial 1 ~ B HEELIERIRERg N 7 (A0RmHERE ) ~ (CGHHERER

HE ~ HEAERAEIIRoR KR L - A AIRENNRES | L BCSHBIR AN JZ R R] i ~ 151 75

=RV
Moderate-risk
Low-risk

10 568/ CE RS < 10% 12 [ L &k R+
10 568 U A < 10 % 10 8%, 1 {Efabs R+

it o ek e o SRR EE (<40mg/dl) - RIGGEM S (B <555% » M <65 mkni# A4
EEIE) > Tl (B> 455% - 2otk>555%) » @A (M > 140/90 mmHg BIELEAR AR I FASEY) ) -

x=: MsHEHCRER’

) LDL-C Goal Non-HDL-C Goal
JoR i i (mgld) (mg/dl)
(When TG > 200 mg/dl)
Very high risk <70 <100
High risk <100 <130
Moderately high-risk <130 <160
(Higher-risk in this category) (< 100) (<100)
Moderate-risk <130 <160
Low-risk <160 <190

formin ) HREFHPIMEPRIRIIAEA " o #EHBRER
B PO A E RN AR AE Al R =
M5 22% » HaIE 2 BENG 8 1 9% K AR e
PHEEEIEEH 40% - RIFEEEEEE G
( American College of Sports Medicine ) 5z 3 [2L i
e n A O RS B 2 B e K K RENE
/D30 5§ H SR (moderate-intensity ) F A
A B S5 S (aerobic physical activity ) 41 @ —fi%
AT REE = RBRED 20 5 S )1 E
8y (vigorous activity ) 411 : JFUk ~ kg MRy ERAHE
B ~ KRNI RS o FRAEEB) n] UGS T fE 5%
FEEERIREE R H " Kl 30% 7 A e O Jm i
b ® o BREEIER S - ST BT Y AR
B (mediterranean diet : AERZE ~ KF ~ 55H ~ &
FE S fa s DRI ) 0 Al 20% 7 AR AT i
FER RS > (H S B S AR & > BOERLS
) R D BVE AT o A o fELyon

diet heart study #EHi » 368 LU ZER IR ANZIt A
VBEREARY =4 > m[J 50-70% B RO ZER
33050 o BRI A 2 R I F R AR & E
BRI » NCEP ATPII £ 515 A IG5
INEEREFHEEN 7% LLT - DizEKEH
IR &) - QUNHE ~ Wil ~ s fR 2L
%o B W ST BRI AR > WIRZIR ~ T
T~ TR s KRB TTABRAIAR A o A i
EXIRSE o JEEE SR EERE R AN HE IR
THE IR AR - Ead i Bl = = AR
SN o FCHE AT TN 728 BE AR £ 1 S AR s R Y
BUREEE (insulin sensitivity ) » {H & 24 EAAA 7] R
GRS E o DEENN ( BIERRAEE 2
ZHERRAEE M) A IESEEREEE > M
Iz, 512 ] R AR B35 5 i 2 0 B v %3 R[5 et Lt
fE™ ° $% ( magnesium ) & =E ZEHEVNEN) ~
Ff~ B~ Rk Ze ] LITARS & ER ~ BE AR
S e L N = ) PR R e o R 2
S% o G REPRIRR A o FEGI RS AT oo = = et
HARIMAE o & B E B 12 /00 A iERRE s » {))
s B AR AR - HI=5 S FEEYRa -

T REMIMBRE - NERE (EFEKE
NEPE ) ~ FEARBR ~ FFBEECE s - SE9(H
QIVRALEIEE ~ SR HNHIRE ~ ZWLmEEEY) ~ FIPRE ~
B - REAFSH BT ~ 2 E R E - LHEE
M LAEFERE " o
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=~ MAREFERIEEYRAE : LLERINCEP
ATPIII/AHA/NHLBI )4 HIJ {52 DU FE i 8
e [ e 5 = S EH AR > IR R % T R &R [ R
( non-HDL-C=total cholesterol - HDL-C ) f X % H
R E R E NSRS =R E S - JEE%
FEREE iSRS SR E ~ (REERES
LR 2 H (intermediate-density lipoprotein) %
MEEH (a) (lipoprotein (a)) o ARG HIIEE
% R RE S I R 7 A O A S BB
g e TR Bl A s R ) DA AL D IUBE ZE A R
NCEP ATPIII ] & RO HE R R B i 2 1 e [
BE30 me/dl © 3725 5E FIRE FE NG & I ME [ B
Ry B E HIEm % R E D IERE S o B¢
2001 - NCEP ATPII f2 HE B R EHIE » EHEF
LHGIEE - HERE » 1EFRIGIME AR AR
IMAG S H LS HER IR A - a08EY) ~ &
BB BRIR Pa B R 52 50 5% o B mAGE
iy B AR AT - HITGE S B A omba a5 ( L
Framingham risk scoring ( FRS ) ZR#fEE -5 A /Ol i
10 FRBA GRS ) - HERER BN H R E
( RRTRFE=)" o DL BHEREFIMAE R
HIEEY AR — L H B T RUEA BRSO

1.HMG-CoA reductase inhibitor ( Statin ) :

FER R AR > HAF S R
AR HMG-CoA E IR ES - Jl/D (£ D1k
HMG-CoA %% mevalonate * [l mevalonate F5&
(117 & B BT SR - [ AR G B Ak - o
S A A A 2 St 48 A R 2 i 1 (R 7% 2 i 2
BB > MR m A REEEE oo BR 7]
o 2 1 M ) £ 2 H AR th AT RS TEY)
B~ R EEREYE ~ B s ~ deEN
BZAHM I REA B B A2 Vg LG A6 - T (50 Eh Ak
PEYRESE o 12 FHBENLH Lovastatin ( Mevacor® )
Simvastatin ( Zocor® ) ~ Pravastatin
( Mevalotin®) ~ Fluvastatin ( Lescol® ) ~
Atorvastatin ( Lipitor®) J Rosuvastatin ( Crestor®)
5 o PARGE S RERE I HPIEERE 3040 % - (KA
MR 18-55 % » = HHilE 7-30% > FHHENNE
HEENEERE 5-15% © AP AT IhREFE BT REXT AN -
FA% o BCREEYIR AN B HER BE R ~ WO RO
& » B EIRT ATRE e R LA B B =is ™ -

2 MBHERRTTAEY) ( Fibric Acid Derivatives )

TEHERR 1T AR ) £ B R I — e H s
IR HF B R e 2G4 T REEABAE
FENTAEYIEL PPAR - o B2 HERG & 0 THEAS A Y
PPAR- o &€ EEMI MU AL Bk - o Ak — R F
R (1) HEhNAE E E KRR R B Y o R 0 [
HEE A IR AR E B e o (2). B
HHA R =& HHEER AR - MR e R
e i Pt L T {58 ) ELABRA (B3 i i 2 T s T
88 B2 75 - ORI B RE 3R I DE [ - (3).08
I e B I DE R - H A R T 4
Y fenofibrate ( Lipanthyl®) ~ gemifibrozil ( Lopid®)
J bezafibrate ( Bezalip® ) o L EHZE fhRERFK M A
PR H IR 40-60 % - BESENERETY 520 % »
AT R B I DEEIRIR AL 15-25% < EAH
LRI R TECIS 2 ~ B ~ R0 ~ IR ~
Wa S I FR AT DIREFRECH ) o AERfERERT A= Er i
MR > BRI INERS 3 e AR mTRENE » (KL
SRR 4 B B E v A\ R E R - 328
Y Nsm Warfarin IIHLEIMIER -

{8 Gemfibrozil 1200mg/day F/2E G w095
B PR = % G 2 B [E BER R A > fEThe
Veterans affairs HDL Intervention Trial ( VAHIT ) 1
B > AR A R PR B i B D [ A 1
BT o TR RO M B AR 2R o IR
£ FIELD W% FEPI 5255 > 9795 {55 —AUHE
PRI% IR A5 fenofibrate » 3B 114 1% 30 AN RE K
DEIEIE DHUEZE AT A R KISETCZS ( all-cause
mortality )™ ° £ —LERfF5E5E 5 » &0 atorvastatin
and fenofibrate A MAR SR - FEARICHHIEIE
BERE 510 FDIMAE BRI FE A Z T o

El Bl A i IR At B b i R e i AR i
statin ZEP B B — statin ZEY) FH A HE PRI FECE 1E
F)BFERS L i 7] F AT - Action to Control
Cardiovascular Risk in Diabetes ( ACCORD ) trial *
T SR B EHEE] 2010 £ -

3. 786l ( Nicotinic Acid )

FEWRIER L e e A2 32 B3 o F B NS & AR
M G > O AE R £ 1 I 0 i {52
i 8 D [ S 5 1 B R D BB e B AB A o i
AN AR L R PTR RER® - Bl s



RFE R Pl EE0 5K B2 E0EH 311

FENRI% Niaspan 2g > HEIER#D o HAASE M RE
s MEIEIRE 15-35 % o RRAR = H bl
20-50 % AR FENE 8 1 5-25 %™ © Foimi 1 ZE
{'F A5 TS s B R AT B SR (o F i mT Al FH /D
& Aspirin LUV ANE - HABEICEH 45 E A
S~ R ~ R ~ R RE RS B I B %
ZHEAET o HOEEE H— R A IREE 7 RIRH
SREALI SR » SIS B TIE8En £
B

£ ARBITER-2 fff52* » {E 1 R niacin
1000mg/day 2 EWFZ statin ZEV)HA9R A » w43
1o % B 25 I IS 21% ( compared with baseline
level ) » ZEARSHENAR AR IE(L ( carotid intimal
atherosclerosis ) H§ /5 o

Eﬁﬁﬁ*%ﬁ@laropiprant > FSRTZIRSE D2
Bz tn-1 IEEHUR > ERes (R rR e S5 5 18
TALIRER o Cordaptive® J&—TE 15 5% fi i A1
laropiprant i &5 £ —#EAYEEY) > H AT 7 FDA 2
M EEE © Cordaptive® 5 —{@fF5EIETEHETT & 1.
Treatment of HDL to Reduce the Incidence of
Vascular Events (HPS2-THRIVE ) {£ 2L 5 {5
FEERREE HIG IR A » HIl_L Cordaptive & /5 RETK
DR EEE > Hh R B 52 IS 8 (revascu-
larization procedure ) ® ° 2. An Assessment of
Coronary Health Using an Intima-Media Thickness
Endpoint for Vascular Effects ( ACHIEVE ) » {E %2
R & BRIV S IE 2 1M iE (58 Cordaptive
et A AU S A B AR PR i SRR

AR AT ACHHE (R BE MU SE - Dr. Thoenes
NI 50 18> 18 BT S AHAHE R (AT-
PIII criteria ) » ¥JMEAR A statin 4697 - (0% &R
o > —HHAG L RIA > —HHAG PR R ISR 5 2
A o 5% BE B rH A (5% R IR R I ] e
17% > @ ENEE A EE RSN 24% - =& H
MEERE(K 23 % - 8 RIBE-EBURE C EEH
( high-sensitivity CRP ) [ » [MEEFRIIGER
T > SN AR A IS e SR kD (P < 0.001 )
1122 P A ) —RH0s 72 22 o fiam © FRMmI ]
PARENRAGIRAEL » SCEIME A K RE MLt
REEREE — BB -

H Fii A i PR A B L AR N statin ( Simva-

statin ) ZEYJF1 B — =% & statin ( Simvastatin ) %€
VA MBI ) 52 B SHBY R AR BEA L. » H TRl =
fH o 75 A

(1) Simvastatin 20 mg daily and placebo, (2 )
Simvastatin 80 mg daily and placebo niacin,( 3 )
Simvastatin 20 mg daily and active niacin 2g daily.
BT (2) (3) MR AR FEAR &
GRS A A5 $925-40% » HE AR KIES
NG E AR ~ =R H s ~ MR AR
FINEREIR R A AR - (3) MfE R E IR E e
A M MHEL (2 ) FHEERAE 25 - JR1M - 2
(3) FHTEF#AK lipoprotein (a ) (18% ) K apolipopro-
tein Bl (1) (2) MAREE AR » A HERD/)
I R B AE B WIS ~ PAT-1 BT
7 I AR T G R - K/ N BB — ] statin
SEVNF > T8 LE I i 5 A B ACRAHE I R A AH A -
Ze R MBS = AR A A2 5 - BEARRA R » £
FRIFEEHEY ( primary end point ) {545 73 M
R HEEAERIR L T HAMTaRES2E " -

H Al B PR AR EE R SR iR & OF statin
( Simvastatin ) Z&4)5il B — statin ZE¥)r] & (L 7ELS
Jeb O {A] 4T Atherothrombosis Intervention in
Metabolic Syndrome With Low HDL/High
Triglycerides and Impact on Global Health Outcomes
(AIM-HIGH ) » ER%ZHu0 ~ EtkEE s ~ {7
fRhftge » 353300 A - 235 45 5% LA ME IR
IRk L 52 H HB IMIE ( atherogenic dys-
lipidemia ) ° EEMIFFEH I E.ORILT ~ IE
BICTER ) ONUBEZE ~ e i e A L s A S P e O i
MmERe - #5 R EaHtE] 2010 4™ -

4.0mega-3 lGHfilH:

Omega-3 JIi /51 & I i {53 B2 g 2
HELE » DRIORE R - w] DAV R DR AR %
i 5 I LT 0 5 ) v = I I = It
dith a] DURE e b s i 41 I S e A G AR IS D IR Y
fekg o Fhr) £ ZE ) E4E Omega-3 MR HES
TCANBAFIARARE EPA X DHA » — M R0
H120-30 AR ROR o WWAHSEYI A RIER
55 ANIE > QIR ~ WO ~ MERESE o

PERRTE > FE O NUBE ZE 2 198 A THE 34
SERAFIR ™ ©
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H Rl A 5 K758 Japan EPA Lipid Intervention
Study ( JELIS ) H:U4%E 19,466 A » 5859 {if A
12786 fi1 2z o Hrp 9326 NEERIZ S HIE 1800
Z I EPA - 119319 N ¥R o fEEadBRpr s
NIHNZARF & statin Z59) H P REEARE A
MR R % 183 me/dl © B¢ 4.6 5 » WZEPA I
H—#HH 19% [#{X Major coronary events 45/
RIPESE T ~ /ORI ZE B P 2 52 1 Pt = o0 A
THUE R B NE B H R AR 25 - (H=8
TS A B 72 52 (9% vs 4%, P < 0.0001) © HHf2
HARANEEIZA » B ERTEHE &R
Omega-3 lEiEARIECR" - A& RBIFRE
2 B DA EEREAR ~ TSI ~ Pte ~ 1
9% et =R H ER (R T o BESRANLL - (AR
% 7T MR SCRRER B3 478 Ome ga-3 G G M i
B OIME FFEIET”

5.Thiazolidinedione £8 ( TZD )

TZD G2 i 5 2 B (insulin sensitizer) °
DT L (56 FH S E A 45 T s RS SR 15 BT > AT FERG X
A T A 0 B Y R B AT B TR BE IR o
Thiazolidinediones FHZEY) 77 | £ pioglitazone
( Actos®) K rosiglitazone ( Avandia®) °

Thiazolidinediones FHEEY)H —FAU{F B
872 (1).TZD 351k peroxisome proliferator-ac-
tivated receptor ( PPAR ) - 7 #5278 » n[¥@hIfE &
AR 42 T 11 93 PRI P BRRER I ) = e T 3l
i ~ NG - S BE NG & E I A H w] DL
5/ N TR AR B B e 408 i R
- © (2).TZD Bl PPAR- 7 #2885 & » #S Al
sk - SRR E !~ AR AR E
B o HANAEE ~ B RS ~ RS R SR S
JE - TSR IRE RSB - (3). TZD AR
PO RIEM » e n) TNF- a BESE ~ fild
CRP J EWRERRIELH -

Thiazolidinediones —FREEY) AN itz » (HA
G IR AABR L 5% 3 » Pioglitazone I rosiglitazone
W ZEY)E R M AR A RCER AR o BBas R - pi-
oglitazone Lt rosiglitazone HHRECEIMAR 2 E » &
FEBEMR = EE HWlE - (A & EIE R DUk Tt
T e 2 P R I T o i Badt s B 24 5 -
18 802 {7 [H]HRF FR A 55 — HUWE SR Re 6 LA 9

N o s - —#H% H 8 H 30 mg pioglita-
zone 1238 » F ~ 1258 HEH 45 mg © H—i
il 12 8% H 8 4 mg rosiglitazone * #| T 1234
ERMK 4 mg o il K% » HbAlc FE{EAHE
( pioglitazone fH 0.7%, rosiglitazone % 0.6%) ° %%
M > pioglitazone FEE=MH M 12% > H
rosiglitazone & Il =& HHIHE 14.9% (p <0.001 ) °
WA e B 32 M o o % FEE i 2R I DB [ET B - {H piogli-
tazone Lt rosiglitazone MIME % ( 14.9 vs. 7.8%, p
<0.001 ) ° FfELEY) L2 M8 IR NE ] B A% B
EHMEE RS - 5 pioglitazone ¥ AR iR/ D 7 o

ERIA SO R &% a] R ERE PRI B &
O BB AT (R AR ¥ Y © Thiazolidine-
diones FYEI{EHIA ATREERCEHT (ZME)™ ~ I+
PE - RIECE R A ALT KBS 2.5 15 (R (E sE 8 1
I - RIS o EHS L S8 th i i /K e AT
It A58 R L = s IV B - AR
TZD ZEVIR L T T o ££2007 FTAMA
1) — e H ZUR B HR 34T ( nested Case-Control
analysis ) [FITETEACHFFERE ™ > 2047 159026 {
I 65 FKANE RS B E > L A TZD B e
e 1M W 45 12 4508 B0 I A RFBAF - B HE
3.8 4 » B TZD 281 ( FELEHE rosiglita-
zone ) BTN LG ~ ONUBEZE I TTRIBRZR -
8 R FCHIIRHIE S nTREH #ERE (R 722 ( Selection
bias ) BUTZD WG HERFIR Y B B IS IR
I o PR L HRE IR AR E TZD B M
TEIRIIRRAGR o H RiT{s FH L S5 il JE F B AT E 6
J@\bg ( TCHA IR E ) BRI - 3
W R 8 e = S VR » BT S -

6.Rimonabant

Huimim EA M FDA ] ZIHAC%E » 5
Al Orlistat 5z Sibutramine * B & Y BV G
I ERTUR ST 2 7 e AR e R B i 2 - (s 1-
2 FE AR ESHE 8 5-10% © Rimonabant & —f# i 5
FRE R 42 > 5 S I 5 — AU R i 52 #S 4 U
(type 1 cannabinoid receptor blocker ) F2R1G#E %
BC I B R - R RS R AT R ~ CRE {5
B IMAR S E - &l M NG & e R 2
19% AR =18 H AR 16% ¥ o HAERME T 5EE
I S B R ~ WD AT R A
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FEVEAL B ARG BRGNS 70 = LeSt > HIP et
AR AR A AR A BB Z B

{fERIO-Lipids ~ RIO-Europe * RIO-
Diabetes ~ Eil RIO-North America 75 — H{i5s 15
R E A A E EE R EFE R 5-20 25 ri-
monabant it A {ER LR I —E AT EESHE & ~ )
DRG] ~ WD =B HHAE ~ ReEORE (LI €158 ko3
T o FE N o W LGS - tmgl aie St ORI A
BERIFR” - HEEENRIERIO-North
America™ ilBgH » ZB—F kM 20 Z5 rimona-
bant 1755 —FSARZ R » | A\ G1EE -

Rimonabant At 5[ RN B S EEFEREL ~
W ~ T FERTE ~ FEIE R miy - H 8 2 fal AR
FARE FHP RE AN R - i 2 SR
FFA] o F RS R & O 0 PR B i 52 1 58
B ~ ERRIMHIBBNIGHEE « (HFDA fARELA] » 5
K2 E W RIAGCRE S FHEETE fe e 1R A 5
J&- Al RE A GBI RITE A > anE A% ~ 1HEESE
SIS T T & E LA R ™ -

HAlEE#ETH B A RAPSODIY
ARPEGGIO" ~ CRESCENDO" ° RAPSODI/Z7E
HERR A R A BE AT > 8H Rimonabant &5
RETHIME IR IR AL © ARPEGGIO /&t RS
ERIBE R EZ A Rimonabant @ 5 H &
B - CRESCENDO 72 #F#i 17000 AEHZ%Z 20 2
b2 rimonabant 52 75 AR B A0 IME H 4 B
AT

7 HERHBEHEEY)

( 1) BELEEFREwEE & S HIHIS ( CETP in-
hibitor ) -torcetrapib

Torcetrapib & e[ iz BEHg & NI > 7]
(SR P v 2 R i i T I 9 A 3 (16-91% )™ FIHIK
TN MR - Pfizer 23 F]¥ 15,000 %
iR FEEITHTEE torcetrapib B RAEE-ILLUMI-
NATE ( Investigation of Lipid Level Management to
Understand its Impact in Atherosclerotic Events )
trial » W FEEFH IFEER™ - R/ “AHEK
torcetrapib - atorvastatin #7 7 48l B & ] ator-
vastatin 7E UGG PZEIR] & e - il SR AP BUm
FE{# A torcetrapib fIll_I atorvastatin BJAL—#H » &
82 AL s HAPBUE R atorvastatin YR

B BHS51 AT - NEBBSLER R » S5t
EHERTH I o F3 B 8BRS A & S5 0 RE s FE 1 AR
ARGt R - WS v i B AE{EE FH atorvastatin 995 &
4.6 mmhg ° EREICEE SR K E AT AR
HI > ATBEILIRRE ROIIAS B S ME B0 A I T REY =
NG R AR o

(2) PPAR-alpha agonists

TEHEREIT A= V)2 PPAR- o $2 52 BB 55 10 1E P
(weak agonist) * — AR A1 R A FrEEnT Dima 2
EFEVEVEHITE PPAR- a 25288 » AKIE(R = Tt
Hig B It v e o B M 2 T M [ DA 1k et IR Eh ik
ok R it b R o ELABHERR T A=Y 4% » Eli Lilly
NI LYS 18674 » A (WS —HAE B 7 7
& Atherogenic dyslipidemia study (309 A ) #[1 The
hypercholesterolemia study ( 304 A )* o 7ER& KA
FF5EH > LY518674 )44 /] LL fenofibrate 15 10000
5 > HE > BRI R A E s -
Atherogenic dyslipidemia study #3 LY518674 Il
fenofibrate #RHERHTE I RE(X =M HilAG - (HI A
HaTE2 725 ¢ fenofibrate A] Tt 5 /5 %5 FEE IE ] 4
LY 518674 Fhmfe i QIR & i e - (5l
fenofibrate 12 72258 : {ESLAAZEH » LYS518674
7 5 PR R A G o M R R R R IR A 0 (H
fenofibrate HIIfEAAEAS#{L - {£ The hypercholes-
terolemia study B3 {8 H LY 518674 & &K — i H
JHAE ~ T i = 7 P i AR I M [T e e B %% P g
& FMEE A - (Hi2 383 EL Atorvastatin & 58 H
EREEZEREED R mMRE L EEH
Atorvastatin 4 © JLAMFFEEEI LY 518674 A]HEN
HEIREET > 18 LA A T RERS R LT SEHY Ay
@ °

(3 ) ApoA-I mimetics

ApoA-1 2 M HENEEIRFHYEHS - &
J& R & FIME LA ) &= SH AR 5 © H AT D-4F
ZEW) & 78 18-amino acid peptide * f&{j ApoA-I
it o CA G g BIALER g > fee] DL
Mk o fEEVY E BniE & nl e ikt ™ - H
AT — e AR R A B s E r g s & AR 2
WS R R INRE™ Wiy R EA SR
#% 7% ( nasopharyngitis ) ( 11% ) ~ WIRIEES: (8% )

Yaray

ﬁo



314

8. AR EEY)

F A CEHE IR 2 — 2 (Life time ) /OB
PRI IR > T FRS AT THH 10 00 M1 197
(g o AL > BAMTE S FRS 2R LA A
fe > s RS - e B R R EE o T R
% e g > {Rm b HI A SR ARy o o Ht A
iE (G RE 2 S RS B A A I M I A R S e
TE BTN N > 155 B ARRC% B i B E Rl
FE B - JEE AR E A MBS R 6 nT RE B R
HI B AR o s T2EYH 720 9 statin
il fE 5 statin BLH TEEY) S ORGHE S - A5 HR
(RREE R E A IEEEE ) ~ Omega-3 fEHI%
( BRI ) ~ MHERRATAY) (& = H s M
JiE » 733 fenofibrate ) » HHTARA KHGEAER 7 Hi
frfe 7 2Nl o NEEER R T (hEEY)E
B ~ BIEREEYIREIER B A E 2R AR H
B o AR RRETEAEAE ( morbid obesity; BMI =
40) 7 - WAl ERIEF™ -
=t

FE A AR AE R B nT 50 2.4 -3 .4 £5 09 /LB
I AR AR > K] IbL 7 A 8 A PR e >
HHER (IR e B A B0t v LA 3 TR 25 — AU KSR
T KD B M SRR B 4 o [RFS FRS VL& I
BEAERE ~ & =8 hle e 22 e M R S - i
REPEE R & 2 T BAME S O E R
JEBRRFREAS o EBIEEER RIS 225 s 2
NCEP ATP 1T BIFRIMAE R EHAR « A EEE
% NG 2 I [ B G A H AR S > R E
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Evidence in the Treatment of Dyslipidemia

in the Metabolic Syndrome

Li-Chin Sung, and Ji-Hung Wang
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The metabolic syndrome is a cluster of cardiovascular risk factors as characteristic and correlated with car-
diovascular disease and the development of the diabetes mellitus. The characters of dyslipidemia are the hy-
pertriglyceridemia, low high-density lipoprotein cholesterol and small dense low-density lipoprotein cholesterol.
As to the patient having a cardiovascular disease (such as coronary artery disease, stroke, or peripheral artery
occlusion) or the diabetes mellitus, the 2001 National Cholesterol Education Program (NCEP) Adult Treatment
Panel (ATP) Il suggests reducing the serum low-density lipoprotein cholesterol with statin. However, there re-
mains a relatively high residual risk of morbidity or mortality in patients with the metabolic syndrome or diabetes
mellitus, and this is of growing importance because of the increasing prevalence of obesity and its associated co-
morbidities in the world. The treatment to achieve aggressive goals is of paramount importance. This article re-
views pathophysiology and emerging therapeutic strategies for the management of dyslipidemia in patients with
the metabolic syndrome. (J Intern Med Taiwan 2008; 19: 305-317 )



