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s Cholesterol delivery
~——— Reverse cholesterol transport (RCT)
=== Can serve for both delivery and RCT

helasd sloms (o lslao L 55

Lol J 9 pindS” Jassl p> CETP s = \ JSlo

ol p3 ddlllas A cgy oyl 5amd ials as o V-
Noof palwod Y 50,5 5lel g ol)b die;
b o318 pouw 518 Pfizer (¢ lwg,ls <8
Ol 3 0l pie ]y calyi95 )
bye (Bgye - (lf sladlisy g j00 9 S )
pindg; L )8 alad g)l> oyl 5l edla wl
Bl SV F palg Ve b sladalllas
Ol b Gialojl 1o 301 05kt 1 5 IS

WARS. ﬂada.\w,u.m,cmwur““wu

Yooof

¥) col 035y

s obojl)l5 5 CETP sL2ouiS ko m
px
(Torcetrapib) ! yiuw y95 =

P Yee¥ Jlw 3 CETP ou S lee !
Ui |y HDL.C cbalé cuslyy b ola ko]
Sl DL C cdale 5 Gilil ooy & )l



F55 - 8 slrlen Jon (S Ban b S ol oaiea JES! g slee

2 e &S 3l LS badlas glaedly il
9 Cand Ladg )ld b duslio 53 Copl i wwlgl (8 puno
P Coled 500005 7 ylas rdalllas 845 dlpidiy
b colyiuslgl g9y b slaptole3l Y10 Lo
(F) 48 Bgie (B (id il 4 axg
(Anacetrapib) cu! puslil = ¥

b gy aS CETP olxiil g (668 00iiS oo
&gy B puno | )ado 1> 0 i)l Merck  SleS
2935l G &y HDL.C clalé o)+ +mg 4l
oaals Ao ¥ L,al)LDL_c@M9xu)f
Jols b pslinl b oS il i) dad e
g2 oo f Jolo gl Yo+ Lo 3 (390
B (Sde g g 03900 S by 2lejl S
b e 5 S0 Ol oal391L 5 (p93 L3 il
S el 43l 0929 (Bgye - (5 @By
2o oile (Bl (SVob Sloj Lo jogiad >
ul.w dllao .Cowl Ol c_é).«a.a éb_e )‘1 a O
b B pnn gy jlam Jw FUY oo a8 wilosly
Jb sl odgy (glwlids BB 0 )0 55l o
b b oS ¥ 56 5 adllas 95 sl
(Y A) conl plogi] Jls 2 Yo

S

o JB 0 b s ol eiST oa
& )Sly lgieds CETP 0uiiS ) oo (slag > <l 51
- B lagylen jhs Jlasl jials cgs
lay905] Zols 4S Sloj b Lol coii B9 ye
ol tiedg— 013,55 o)) JalS jgboas
Gl S Ko g 4 sl 3 Lag)l
Y PINTAPES-

hlost 3 o 9 S y—e (e 3 s 20 7
G e ity )l b olyon |y gl 5 &8
|y iyl & Glilas 2 5 cing: 03,8
Pfizer .0 b odyd «ldg 63,5 C8lyydy oledd &
Bpan il ey dy llow oled a8 5,5 el
pindg; jbdy ddllas yidh AiSs Cuwd gyl
01 oS5 (sloinlejl 5 (So sy 0Lk 4
092 B99eL «Slgi 9>yl 58l
pis gl (o9 5T Sl i alS )
9l scnlpli 905 G511y 5 (b caje
(Y F) aals 55k 4 35 5 ol iy
(Dalcetrapib) ! udls = ¥

«wl Roche JleS & 3lxie &5 g, 4]
9S8 ol pod o) ¥ 0+ 2501, CETP

B o i3l _\_,o)amLﬁfssl) HDL_C
b HDL.C o (yiul38l (gly &S ol yaadld

g 93 3B (b slaoloj )y g2 0008
0L Il g (el I SIS I (S5
bols lis 095 5l adgy 0 000 gl yiaw yg5 b oS
HDL peass yiul38l 08 5 e clialio Y+ VY 4o olo
298] S 1als s e (S e ey5-C
0] j1 03l Lt 095 1 (Bg )y glusl g0 9
wsizu il Loy YO Jlw o 56 eyl
(0) 4z, 5o 5 b wldllas y> L
(Evacetrapib) <! giuslgl = ¥

alllas &y 3l 2lo)8 iz YO L )
et 33l b 51 cilises olyloss 53 gl ol
D9y = (B slasylow 4 Ml (VL Hlas
S lost (8 o S (I8 )8 9o 5SS
s VP Jlo )ty ((laxe 39)e

1
Y P T I 3
222 B\ ok piing e o [ S (Y/\



shslawl dbrw ¢ lo (U 8>

&b

1. Barter P. Rye KA. Cholesteryl ester transfer
protein inhibition to reduce cardiovascular risk:
Where are we now? Trends Pharmacol Sci 2011;
32 (12): 694-699.

2. Mohammadpour AH. Akhlaghi F. Future of
cholesterol ester transfer protein (CETP) inhibitors:
A pharmacological perspective. Clin Pharmacokin
2013; 52 (8): 615-626.

3. Durrington PN. Cholesteryl ester transfer
protein (CETP) inhibitors. Br J Cardiol 2012; 19:
126-133.

4. Kosmas CE. Frishman WH. New and emerging
LDL cholesterol_lowering drugs. AmJ Ther 2015;
22 (3): 234-241.

5. Schwartz GG. Olsson AG. Abt M. Ballantyne
CM. Barter PJ. Brumm J. Effects of dalcetrapib in
patients with a recent acute coronary syndrome.

!

qu sjbl W (63 1+ olass. i g Camgy Jluo | 7TV 222
[ N

N Engl J Med 2012; 367 (22): 2089-2099.

6. Kosmas CE. DeJesus E. Rosario D. Vittorio TJ.
CETP Inhibition: Past failures and future hopes.
Clin Med Insights Cardiol 2016; 10: 37-42.

7. Cannon CP. Shah S. Dansky HM. Gotto JrAM.
Brinton EA. Gould AL. Design of the DEFINE
trial: Determining the efficacy and tolerability
investigators safety of anacetrapib in patients with
or at high risk for coronary heart disease. N Engl
JMed 2010; 363 (25): 2406-2415.

8. Dansky HM. Bloomfield D. Gibbons P. Liu
S. Sisk CM. Tribble D. Efficacy and safety after
cessation of treatment with the cholesteryl ester
transfer protein inhibitor anacetrapib (MK 0859 _)
in patients with primary hypercholesterolemia
or mixed hyperlipidemia. Am Heart J 2011; 162
(4): 708-716.



