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TanuszasaiBanginyva
1. wWelminllunszuwmawenvedauaaslalulusdulusisme uazmsmsale
LWBELABTAREANANNTINE LABNTZUIUANT reverse cholesterol transport
2. elfignlaunuamues high density lipoprotein (HDL) waznalnlumstloarin
Isawalanasnaaaiiaauas HDL
5. eldfanudnlefisnsvinaues cholesteryl ester transfer protein (CETP)

WREUNUINVBd CETP inhibitor ﬁﬁ@iaszﬁu HDL

UNANED

cholesteryl ester transfer protein (CETP) ﬁmﬁﬂﬁmudﬂﬂLaamaiaaﬁagiugﬂmad
lalaaLaaIaLaaines (cholesteryl ester) 310 high density lipoprotein (HDL) lelgf’LﬂIﬂIﬂi?lu
‘ﬁlﬁ apolipoprotein B (apoB) Huaedsznay 11w very low-density lipoprotein (VLDL),
intermediate-density lipoprotein (IDL) e low-density lipoprotein (LDL) I@ULLaﬂLﬂﬁﬂuﬁU
lasnaalse (triglyceride) tasannmsiindwuodsze HDL VANNEIATYAINIIRADA T
matialsaialeuaznasaiion s9lddanunensudumeigNaunsaiinszedy HDL e
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1FlwNITRAANNLRLIVAINITLAALIAGINGTD  INNMIAUNLIHNTA1IZWIad CETP a2zl

U

v o @

% g s r; o 1 v a . v
32aUV0d HDL gedu uasdivzau LDL dad Fuhldgnisduadrisudum CTPE inhibitor
' A o ' ° A A o N o &
wanaaszszmwund 15 I uazldansdnag sanundwiunibidelqmant@lunisdugs
mithauzes CETP uazlwamiziiansfiihgnisinmluszos clinical trial da JTT-705 uaz
torcetrapib LLazﬁi’lEld’ma"lf,j@LLamﬁdﬂizaﬂ%ﬂ’lwmad torcetrapib lunsaa LDL launis
42% WaINNTZAUTaY HDL leu1nndn 2 1¥in mlunaju CETP inhibitor 39ia7u%1aula
& ) a ° o A ~ A P~ P’ ')
Wuat1dslunisinldlfiNeaaanuizesluniniiaanuReadnGuasszuunilanaznaaa

\aalugthoniiszauvas HOL dndunmsiinasgiu

Ad q'iy: CETP inhibitor, torcetrapib, JTT-705, HDL, atherosclerosis

UNKI
a = . . g: a [ (% £
AszuIwMTWAUaAaNUed balUlUsAu (lipoprotein) HulanuTUTa® Uazanwy

a a A é/ v a a a { U {
anuRadndiialuldiave wanmitaananuiadndvaszaulalulusduinuludiend
anuAaUndvaswaveiavvedlalulsdulasasintelufioniszavladulufengs
(hyperlipidemia) U&7 LWANLARRNVAY lipoprotein £4dAMULABINBALANUAAUNFVEIT
meluszuudn laglanizendds =uuilauasnaaaliaa (cardiovascular system) ¥inl#3

U Y A v d' o a a ai ai v dl' 1 d' el
msfuaindseineInuwauadanaad lalulusduuazeninetdaasesnn lasdunoansy
Wi 8AIEIUVBI high density lipoprotein (HDL) ¢ia low density lipoprotein (LDL) Niaaad
W JanuFuARTIUANNLFDIaIMAaaNuRalnfvasinlanaznaeaiien waznsni
auved HDL lunzumdenduduiaduddgvsvantianuiassdinann vlwiagiud
mMInamene g laslaagsnanalunisiiaszauaas HOL

Taluluséin (Lipoprotein)
TaluTdsaufinulunszusmdoananefissstsznouBetouidloiu - (lipid) sz
luseuiigonines1ulaluluséuw (apolipoprotein) wnasssznay dwsulalulusauudas
PRSI AR LU BULAZTWATILANAIT %ua%iﬁ'uﬂ%mmmaavlmﬁuLLa:IﬂsﬁuﬁLﬂuaoﬁ
Usznau laoajide lalalunsan (chylomicron) ﬁmu’mimyjﬁq@ AR enununintosd
§@ very low density lipoprotein (VLDL) waz low density lipoprotein (LDL) Hulaldlyséu
Aflenumwiusinannds & high density lipoprotein (HDL) 1wlalulusdudiianumm
Lmumﬂﬁq@1 Tagvialy VDL ﬁé’@mmaavl,mﬂﬁmavl,i@ifmﬂﬁq@w waz HDL {lasndioe

o A
156 dnfga
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%14AVas HDL (HDL subpopulations)

HDL lum:LLaLﬁa@mmsm‘hLLumﬂuﬂﬁjuvl,@Tﬁmsﬁ%Lﬁu mwé‘ﬂwm:gﬂ'ﬂa YWIA
AMMURULIW muﬂiznauﬁ%aﬂizgﬁﬁuﬁa laafduunaua N VALY &1RNTaLL
HOL 'léifl 2 ngulnaj o HDL, (1.063-1.125 g/mi) uaz HDL, (1.125-1.21 g/ml) wonanit
S9ENNNTONL  HDL ﬁﬁmm%mLLuugoﬁﬂﬂQWﬁa%owuLfluﬁ‘hmufiauﬁa VHDL (1.21-
1.25 giml)’

WINdUUN HDL anuwwa (particle size) snanInduunaantdiu 5 ngy ldun
HDL,,, HDL,,, HDLs, HDLg, W82 HDLs, lasfauia 10.6, 9.2, 8.4, 8.0 Uaz 7.6 nm a3l
§e° ualaemlugnnsnauenadnensna g 1w HDL, uay HDL, it

3N HDL lasanduanuianedndniaeuasnysenay s’ﬁaaaﬁﬂszﬂauﬁﬁwﬁty
wasflunnnaamvimsinfiaadlaldldsdiuda  apolipoprotein snansasuwn leidn
Al HDLs @sfiiannzaslulaluTus@undia A<l (apoA-l) &2 A-JA-II HDLs Sviaslylaly
Tuseusfia A uaz A-ll (apoA-ll) uaz A-ll HDLs Gefiamnz azlulaluluséin At wanann
apoA-l Uaz apoA-ll H98mMIEnE ALY apoAlV Aflanuiisatasiu HDL wiuwiw lag
apoA-IV UINAIDONIN HDL vl,@"fdwmﬁashuquum%mﬁwm’mﬁago
(ultracentrifugation) LLazﬁuwmﬂﬁﬁwﬁmﬂumiﬂaaﬁ'umil,ﬁﬂ atherosclerosis §a8°

fduun  HDL  leagandoanuuandsuesmsindanilagiisianlaslneds

A A % o af a o 'Y \
(electrophoresis) Faifipatasnulszanfufiauazwavatanma sansnduunld 3 ngu
fo 1) alpha HDL d1uunges’leidu O,-HDL, OL,-HDL uaz OL;-HDL 2) pre-beta HDL
$uungosldiilu pre-B,-HDL uaz pre-B,-HDL uaz 3) Gamma HDL™”

An®zue9 HOL wiladn9 uaaslilugun 1

PARTICLE SHAPE APOLIPOPROTEIN COMPOSITION
ceTpiT, @ =

m Discoidal
A-IT HDL

Spherical

PARTICLE SIZE

o LY T

HDL3, HDL,;, HDL;, HDLy, HDL;,

’ Lipid-poor apoA-I

4 s ' v . 10
E‘l.lﬁ 1 aNBUSILISTWIAVDY HDL LUUA 9 (@@LLﬂﬂx‘ﬁ]’]ﬂ’)’]'ﬁﬁ’]‘i Atherosclerosis)
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MIANEINAYad HDL wfiad1i9 dansiianemsudsaivairaaaiian wuinlas

< o o o ' 'y ' 5 d
M1 A-l HDL &un101la9nunnzadna1d laanin A-I/A-Il HDL w38 A-Il HDL® waz HDL 1
a \ o [ = o A v Aa = A
mmmimaqa%m 131701109 UNNTUT IR VAINAEALREA EANIN HDL NITWIALEN W8
' v @ S = A A ' Fo A '
271ANaN }aNNETIIIN HDL, Jnaddanasaldaauinnin HDL, #anannitgsdsnsnuin
lipid poor HDL 11w pre-B-HDL sansailasnumaiansuds@rvasnaaaiionlda lag

wnnzagsdalunmstninienlaaiaasanaananisas (cholesterol efflux)’

Reverse Cholesterol Transport

Reverse Cholesterol Transport (RCT) " - iudfimsuuaslaiasiaasanainisas
LLa:LﬁaLﬁa@iﬂaq yasramelusuaasauiarmialamsinososasnainszuy  lagduaan
Maving assUsznaufiddnuaziunumagtauinlu RCT fa HDL

Wlovan  HDL  swnsoutedesldnasniiedoudazafiinonafununnuandnann
athslsfimunszuanms RCT wudasendumavhiuves HDL pHhad199 Saunuewlod

wazlis@udug dnuarpsiia nIzuIUMI RCT 13EUIINMIRILATIEN pre-[3,-HDL 2 nau

wazanld lawiialadniln precursor way HDL pre-B,-HDL faTadSunousniaaiinosd
Usznay asvimindisulawainosaadududuusn dslaamaasaamaniionainannnaas
msvaupeslisfiu ATP-binding cassette A1 (ABCA1) lumsvildifiamsiasands
Taaataasanaananniilaifliadnag (cholesterol efflux) Wiaa1aLAAINNNILLIRMITUNSaAN
ANLTAR %é’aﬁnﬂﬁmsaxaﬂﬂLam@]aiaaﬁmﬁmm@lmy'%ua%ﬂugﬂ pre-[3,-HDL ?ﬁaﬁgﬂﬁd
LUUASIBA1% (discoid) ziNIzLUIUMT esterification voslalasiaason 1u pre-f,-HDL
lilaasiaavanaglugivaslamainaiaiaainas (cholesteryl ester, CE) laoniviau
28918% by lecithin:cholesterol acyltransferase (LCAT) ﬁﬂﬁﬁmsmﬁnugﬂ%ﬂomn discoid
Li‘flumaﬂammmﬁﬂhgﬂmad O-HDL  9nuwazlimysulaamaataasniuiniian
pre-3-HDL vaaanniilaforielmasani g vasieme ﬁmﬁmm@lmﬁunmmﬂu OlL,-HDL
ez OL-HDL eudney wasanswiimsuandsulawaiaeiaomnadnylasnaimalydl
1alulUs6ui® apoB luesddsznay (VLDL, IDL, LDL, chylomicron) lagianéie cholesteryl
ester transfer protein (CETP) finszuiumsussnaalnflalas phospholipid transfer
protein (PLTP) uazmsanslasnaialsauszwaalWalalas hepatic lipase (HL) T9vinlw
Aaullu OL-HDL Gelvwainanasanits uazle lipid free apo A-l Ssazmandnunaslv
dauazlalamiaasananiaasatnemaiiy uazaglug pre-B-HDL Bnass (31.1“'71 2)
M39@ HDL aanannszusieadanwasidunsuen HDL aanuasndszney
fan aratnatulalaaaadaeanas %agﬂmudavlﬂ;j LDL waz VLDL lasandt CETP &

lasndimalsduazwoslwdlalu HOL gnirdalasanduiawlsd lipase 13 hepatic lipase
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(HL), lipoprotein lipase (LPL), endothelial lipase (LIPG), secretory phospholipase A2
(sPLA2) 1@t &% apoA-| ﬁgmmﬂaanmmn HDL suazgnihnauldlglunssuenzi

' o o . ' 5,13-17
HDL 11)’11] vﬁagﬂmﬁmaaﬂmmnmumuvlm

F2%a
g
Intestine
E‘dﬁ 2 N3zUIUNIT Reverse cholesterol transport (371N313813 International Journal of
Cardiology)12 LRP: LDL receptor relate protein, CM : chylomicron, LDLr : LDL receptor,

CH : cholesterol,

fmivlanmaaiaiamnainazanlily HDL axgnavldidanduludnsucdiag
naAe wadanf HDL sslawaaiaalataanasii VLDL, LDL 3o lalaluasauudr laly
lds@wnarftazgnin luidandulasdiiuneguuaaddunda LDL receptor (LDLr) uaz
. o o a ed . A ] |

LDL receptor relate protein (LRP) m‘maﬂﬂLam@laimaamaiﬂagﬂ Ol-HDL Qﬂmvl,‘]_lm%m
dulasasasunulasadaaisunTain Scavenger receptor B1 (SRB1) wanannheslalsu
o o A o = & v g A o o A =
§MIU apoAl %ia apoE lummihlawsiaaisesnaiidngisasauiierindndnnianis

v 18
20k

[~ -~ .
AN2ENTUTINIVDINADALADA (Atherosclerosis)
a = L a a o é
matianzudiaveinaaaiiaawaniiiaannisiiasendiatusas LDL Tadu
Ja3pdATYUa7 TagtindanuinngdasnunssuiwmIaniay laadinsszauvas
macrophages Wae T-lymphocytes UGl (intima) VaInaaaLRaawas wananwugILne?
@ ) o P ] . A A o A A A @ ~ a
TaINUMINIWNLNWIBIVE endothelial cells TINTILLRLIDU G WUNITDILTIIHAL
1 et =3 { J =) =) Q L=
was ruanuaulafioigein anviaUndveszavladulutes  nazvedlsawmanu
MIFUYAT FIHAIRIN1IaaAIT84 nitric oxide (NO) bioavailability T3R8 ITIRUMIIAY
MIuedliaientd wazdsnaliiianuiadndvas vascular tone Lazii@ oxygen

. A £ 19
free radical tWNUY



1sa15nalnSreitnus (2V on-line)

U7 3 avidaunun1nus w.a. 2549

nsilasnwnisiia Atherosclerosis Tag HDL

AaaaTzas AN laansAnETsUNUINLazna lnwad HDL danisilasnunns
N IudiaITaInanalien (antiatherosclerogenic activities) 2EINNINNVIN WAZWLIN
HDL  Sununlunannuansnszuiumsiinedtas  w  nsilesnwmsudeaivediien
(antithrombotic effects) mimuqumwmé’waowsaamvlﬁmﬁu (prostacyclin stabilizing
regulation) M3tugIN1saRantalululeod (monocyte migration inhibition) WazHULINNT

. ' { o U d o o ﬁ L% g:
wgasaanvad adhesion molecule adn9lfianuTanwINg IndAmNa lnwisdan1sgugs
maineandlatunay LDL Tiwnulawlodndaandnsasriiafia platelet activating factor
acetylhydrolase (PAF-AH) was paraoxonase (PON) Lazgat&3ulAAan1&319 nitric oxide
¢§ & { o v a ‘1/ . H .
Fudussiiliiiamsaansaivesnaaaiian (vasorelaxation) Hulawlas]  endothelial
o . 12, 20, 21
nitric oxide synthase (eNOS)
d'o v A & ™ I s A A

nalnidmaandszmaniioras HDL lunmstlasnumisudarnasnaaaiiaonfans
fnihlawsneseanmelunitivamaeaifionlioangnizusiaa  (promote  cholesterol

CSI Qs 1 =1 t&l g: 1 CSI & Q@ Qs I a
efflux) Tanszuaumiainanaiigaiuasud pre-B-HOL Fududriulawmaaseaidusia

) o ° a A a A o & |
wIn TwAuMIvNuwadldsiuing BnraesialunszuInmINIENATIZR HDL LT

521 « ] v %

ABCA1, LCAT, CETP uae PLTP " @49 lenanifanaidnias

Activated protein C
Protein S

Factor X —>FactorXa | @

F'GIL
. ? L
- O @ Smooth
i ¥ @ muscle cells

Macrophage Foam cel - o
e . © =
4:"’##_:‘”“‘;‘&;,-*’ o

sU9 3 nalnnsilasnunisiiia atherosclerosis a3 HDL lag (1) inhibition of lipid oxidation

u

2
4

stimulation of cholesterol efflux (3) modulation of cytokine production and release
prevention of leukocyte adhesion to the endothelium, (5) blocking of apoptosis,

(2)
4)
(6) stimulation of cell proliferation and migration, (7) inhibition of platelet aggregation and
(8)

8) inhibition of coagulation. (371N713813 Drug discovery today vol.1, No. 2 2004 177-187)
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UNUINVa9 CETP

CETP Qﬂﬁ%”mﬁ]’mﬁu Nanwoztdu hydrophobic plasma glycoprotein ﬁﬁﬁ%ﬁﬂ
luianatlszanm 70,000-74,000 Usznaudianinaziily 476 61 ﬁﬁuﬁ%’uﬁmaumsa%’wag
Plaslalawi 16 (16q12-16g21) CETP Inadvuaglunszumfaalasduiy HOL Liunan
wenwilonnauudfssunsaasanniiodeviossusauldsntn  ladeluiu
s1ldsn 1o dewnwanla wala wazndanitemns™ CETP funumidnlunszuauns
WAUBRFNTIAINY HDL fu LDL waz VLDL winfifidAnywes CETP dentsuaniuaou
Tawnataasateamainulasnaiwalss szninglaluluséin (VLDL, LDL uss HDL) iilasann
lasnfimalsddulngluwanaunagluy ViDL uazlewsineiaesinasarly HDL Gavin
CETP Favhmiifilunmsvuss lasnsmalss aan VDL 55 LDL usz HDL uszuusds
laaaaadataainasann HDL U3 VLDL uaz LDL

lugnsdnd CETP  saninvusslaasiaadatosinasldadrinasudafiouiy
ATTLIUMIANUBRFNYEY HDL uaz LDL ¥il#laaaaadatasnasniely HDL wasz LDL
Lﬁauag’luamazauqamamam m3vnuues CETP Miinduannnindseligsnaunn
IndadaaIuvaINIINITzNLavaslaaaaaIalaanes L HDL uaz LDL luneassdnumin
CETP vhinuaadiasaunsznidudimnuasainsa (rate limiting) va9nisuanidaen azas
Hadan1IFNgazaslaAALAaTALIANeToENITARL  INANHIULAINAITZAVVBINM IV
89  CETP  Fsllunuméanlumaimuesasiuninszaisvadlaasiaaisasnas
351379 HDL way LDL™

fMIUNIH VLDL %agnﬁﬂmﬂﬁﬁqﬂ'jﬂ HDL CETP aziduaimunuanisnizang
Toasaasalomnassening HOL uaz VLDL lwnsdifisseuuas ViDL udn@msuan
Wasulaasaasatasmastuualdudufinlunig LDL uddhszauaas VLDL Lﬁugaﬁu L
ﬂstﬁmaagﬂ’smmmwwﬁﬁ@ﬁ 2 (type Il diabetes) mIuaniasulaasaasalasnoinum
ldwmaiiany VLDL ¥lle ViDL ﬁﬁ“ﬂm@lmy'LLa:ﬁﬂ%mmIﬂLam@laiaagﬁu BIFIHA
ﬁami‘*ﬁ‘ﬂﬁﬂﬁlﬁ@ﬂ’mﬁdﬁwaamamﬁaﬂiuﬁq@

wanwmiaanunuInaInantiedu CETP Suasaszdu HDL uaziinszey LDL™
wazg9sN3n¥iU§ATenny triglyceride lipase ¥inl#ifa LDL waz HDL Afvmaanuazd
Tas9a197utis (small dense LDL and HDL) G9laiiflunafidanisniznmsudeiinasmase
BaauaziflasandmInuinszay HDL ga%uslu;jﬁﬁam’szmsﬁwmmaa CETP fiflaUné
ﬁ‘%agﬁ'ﬁm’s:wiaa CETP (CETP deficiency) ’ﬁ’iaﬁwvl,ﬂ;jmsﬁuﬂ%Lﬁ'mﬁ'umsﬂ'u{?oms
N9 upas CETP (CETP inhibitor)
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NAN1IANBINIIARRNVDY CETP inhibitor

AMINIAUATNITUINAMIRIINEULINIIVNIUDY CETP  OWURIINRINIIDELEN

ANIANHIUAINAD AT LLaﬂm‘hmuﬁﬁmsag 2 wRaNlaimTuINagaunig

ARANUTIAD JTT-705 uas torcetrapib Wavasn1sanm laayd s luanai 1

@l’li’l\‘l‘ﬁ 1 HANTIAN® CETP inhibitor JTT-705 W& torcetrapib ‘ﬁﬁ@iaizﬁu HDL, LDL tas

TG (M: male, F: female, pravas: pravastatin, atorva: atorvastatin, ND: non determined)

Baseline

Change %

Refs Subject CETP inhibitor HDL-C | BHDI- [ TDI-| TG Comments
C C
134 M, 64 [ JTT-705 4 weeks 900 mg/d, change
De Grooth | F mild 300 mg/day, n=48 45 +15 -4 0 in
etal. hyperlipide | 600 mg/day, n=48 47 +26 -6 -6 | apoA-1+15%
2002 (260) | mia, 900 mg/day, n=50 45 +34 -7 -11 | ratio
normal HDL,/HDL;+34%
HDL CETP mass +67%
JTT-705 4 weeks 600 mg/d, apoA-1
Kuivenho | 155 Placebo+ prava, ND +13 +1 +2 | +14% HDLyHDL;
ven etal. | subjects n=54 ND +28 -6 -8 | +18%
2005 LDL > 160 | 300 mg/day + ND +19 -1 -13 | CETP mass +14%
(27) mg/dl prava, n=>50 Slight increase
600 mg/day + PON
prava, n=51 Signific decrease in
OxLDL
40 healthy | Torcetrapib 2 120 mg bid: change
Clarketal. | M,F weeks 60 +16 +9 -2 |in
2004 normal 10 mg/day, n=6 48 +28 -14 +18 | apoA-I, apoE, apoB
(28) HDL 30 mg/day, n=6 3 +62 -11 +14 | +27%, +66%.-26%
8 60 mg/day, n=6 59 +73 -21 -19 | respectively,
subject/dos | 120 mg/day, n=6 54 +91 -42 -7 | CETP mass
e 240 mg/day, n=6 increased
2 placebo
O treatment
19 subjects | Torcetrapib LDL and HDL with
Brousseau | HDL <40 120 mg/day+ 29 +61 -17 -18 | larger particle size.
etal. 2004 | mg/dl atorva, n=9 32 +46 -8 +1 | Small LDL reduced
(29) LDL < 160 | 120 mg/day, n= 10 34 +106 -17 -26 | up to 93%
mg/dl 120 mg bid, n=6
Torcetrapib 8 60/90 mg
Davidson | Subjects weeks ND +45 -8 -16 | torcetrapib
etal. 2005 | with low 60 mg/day n=34 ND +55 -17 -18 | apoA-I +16/+24%,
(30) HDL 90 mg/day n=33 ND 33 -16 +5 | apoB —9/-16%
M < 44 60 mg/day+ atorva ND +40 -19 -12° | small LDL reduced
mg/dl n=31 significantly
F<54 90 mg/day+ atorva
me/dl n=133
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JTT-705 Snalnmasugamsrinausas CETP lasmsifiawuse disulfide Auldsdis
wuuldfounau® annmsanunlu phase Il clinical trial AuanassiaT $1wIn 198 au’® 78
anwuAadndantesvesrzavladuluaan el JTT-705 2u1e 300, 600 uas 900
faansudaiu Wuszoza 4 sdandlasyvinmsdSouifisunusinaen wuinluaanauas
mjuﬁlﬁ’ JTT-705 luwuia 900 Fadnu@adn In1Taan1Ivinauaad CETP ad 37% Was
Se@uB09 HDL 1RANT W 34%

nMInagay JTT-705 iawﬁumﬂuﬂéju statin (pravastatin) la1sa&UATINUIN 155
A% N3zeu LDL-C §In1 160 fadnsudaladany laanslw JTT-705 wssatnadoale
2119 300 WAz 600 Aadniuaadwiduszuziia 4 e wialwianny pravastatin 40
faansudain wuidiald JTT-705 2w1e 600 AaansudaiusIuny pravastatin 95818130
aam3inewaad CETP Ietszanm 30% lagsansnufinszeu HDL 'Ief 28% uasansze
LDL dszanon 6% luamefidiold JTT-705 Tuwwna 300 fadnsuaaiusaniiy pravastatin
alnatszanmatanils Aeaamsviowses CETP 'lef 16% uasfissey HDL AN
Uszanm 13%

TumInasaunauad torcetrapib luananadnssiwin 40 aw" lawld torcetrapib 1
2u1a 10 99 240 Faansuaew (uszezian 2 sUak wudisiwnsnaansrinauaed
CETP sl 12-80% lapanuiduduses HOL luwangunifianin 16-91% s2auvas LDL an
89 11-42% (endwdaldamwa 10 Sasniueatn) waswuInissauuas apoA-l uaz apoE
RUB% Uazlszeu apoB anad

NMFANE torcetrapib luanmEiaTiwIn 19 A fiedu HDL §1nin 40
faansuaaladaas lauld torcetrapib 120-240 Haansuaed lasa1aauaIL9EIWlaTL
atrovastatin Tunuie 20 Ssdansudaiuiiudrs wunluonmsdainlasy torcetrapib 1
P10 120 Daan3udaIuiIuny atrovastatin s3aLANTEAU HDL "lﬁgdﬁd 61% uaziilolw
L2 torcetrapib 120 Aadnsusath s=eu HDL WiNdw 46% dwiulwnsdidiRuwanes
torcetrapib ga*’fmﬂu 240 aansudati (120 fadn3uiuas 2 a59) axaansavnliszey
HDL iiaauledis 106% s=eu LDL amad 17% uazlasndiwalsd aaas 26% uazannms
Anwniiwuinawiawes HOL uas LDL lagiadsunnis

Tumsnen luonaadasiwamafifisedu HDL dndt 44 Sadansudoadans uas
W dafissdy HDL éndn 54 faAnsudaiadaas’ lawlw torcetrapib luawia 60-90
faansudain nszeziian 8 §Uen¥ WU torcetrapib aansouinszey HDL '@ 44-55%
waziRNew 33-40% WanFoufsuiunsle atrovastatin 20 fadnsusatwiasatnaden

NNMIANET196% CETP inhibitor 119 2 afiasnansalfiuseduaas HDL-C uaza
seeuwes LDL-C ¢ mofim stz ansanwannwionosduiudsin il (dose dependent)
§%5U torcetrapib smazlinnuaunsalwnseuds CETP Fanin JTT-705lassnanToLia
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