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H ENINTQIH TON ATTEIAKQN ZYMBAMATON

MAPAMENEI AYEHMENH ZE ATOMA YWHAOY

KINAYNOY MAPA TH XOPHIHZH EMIOETIKHZ

YMOAINIAAIMIKHZ ATQrHZ KAl TH MEIQZH
THX LDL CHOL<100(70)mg/dl
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AKAAUTITEC OepaATTEUTIKEC AVAYKEC: YTTOAEUTTOUEVOC
Kapdiayyelakog Kivouvocg Mapa tnv Aywyn PE Ztativn
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48 = Scandinavian Simvastatin Survival Study; CARE = Cholesterol And Recurrent Events; WOSCOPS = West of Scotland Coronary Prevention Study; LIPID= Long-term Intervention
with Pravastatin in Ischemic Disease; AFCAPS = Air Force/Texas Coronary Atherosclerosis Prevention Study; HPS = Heart Protection Study; PROSPER = Prospective Study of
Pravastatin in Elderly at Risk; CARDS = Collaborative Atorvastatin Diabetes Study; ASCOT-LLA = Anglo-Scandinavian Cardiac Outcomes Trial—Lipid-Lowering Arm; TNT = Treating
to New Targets; PROVE-IT = PRavastatin Or atorVastatin Evaluation and Infection Therapy; IDEAL = Incremental Decrease in End points through Aggressive Lipid lowering; KIA =
Kapdiayyeiakog.

[4S Study Group]. Lancet. 1994;344:1383-1389; Sacks FM et al. N Engl J Med. 1996;335:1001 —1009; Shepherd J et al. N Engl J Med. 1995;333:1301- 1307; The Long-Term
Intervention With Pravastatin in Ischaemic Disease (LIPID) Study Group. N Engl J Med. 1998;339:1349-1357; Downs JR et al. JAMA. 1998;279:1615-1622; Heart Protection Study
Collaborative Group. Lancet. 2002;36:7-22; Shepherd J et al. Lancet. 2002;360:1623-1630; Colhoun HM et al. Lancet. 2004;364:685-696; Sever PS et al. Lancet. 2003;361:1149-
1158; LaRosa JC et al. N Engl J Med. 2005;352:1425-1435; Cannon CP et al. N Engl J Med. 2004;350:1495-1505; Pedersen TR et al. JAMA. 2005;294:2437-3092.

Mpooappoyr amé Chapman J. Eur Heart J. 2005;7(suppl F):F56-F62.
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YMOAEINMOMENOX KINAYNOZ

d Zuoxetiletal pe AAAOUC TAPAYOVTEC KiVOUVOU
(ueptaon, O1aBNTNG, KATVIOHd, CTTAAXVIKN TTAXucapKia)

 ZuoxetideTdl HE CUVUTTAPXOUCEC OlATAPAXEC TOU
petaBoAiopou twv Atmdiwv (T TRG/JHDL CHOL)




O1 ao0Beveic e MAOOAOYIKEG TIHEG Kal TwV 3 AMMOAIPIKWY
TAPAUETPWYV £XOUV UWNAOTEPO KivOuvo gp@aviong 2N, o€ oxéan
LE TA ATOHA TOU £XOUV pEpOVWHEVN auénon tng LDL-C

MNooooTd ToRopuiy OTEQCVITHLY TURIBC IGT Wy
CTHEVUIY E ZKMN TTOU £ AGUB oWy
EIKOVIKO POpUCKko, 0T S wpovid




Ta XapnAa Emimeda HDL-C Au€avouv onuavtika tov Kivouvo yia CHD yia oAa 1¢
Emimeda LDL-C

MeAérn Framingham

>0 30
o '
28 25
0 0
2 > 2.0
X O
g S 1.5
5 25 mg/dL
=~ 1.0
S 8 45mg/dL
9 b 0.5 0,3 0.4 L 65 mg/dL HDL-C
0 e i e 85 mg/dL
100 mg/dL 160 mg/dL 220mg/dL

LDL-C

To ave¢dpTtnto atrotéAsopa TG auv¢nong T¢g HDL-C kal TNG peiwong Twv TPIYAUKEPIBiWV 600V apopd Tov Kivouvo yia oTe@aviaia
Kapdlayyelakr voonpoTtnTa Kal Bvnoinotnta Ogv £xel TTPOCOIOPIOTEI.

2UOTOAIKN apTtnplakn Tieon=135 mmHg
AlaokeudoTtnke amd Kannel WB. Am J Cardiol. 1987;59:80A—90A.
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Proportion of patients experiencing

major cardiovascular event

0.15

0.10

0.05

TNT: Stable CAD Patients
Major Cardiovascular Events

(HR=0.78 95% CI 0.69, 0.89)
P=0.0002

- Atorvastatin 10 mg LDL 100
— Atorvastatin 80 mg LDL 77

Relative risk

reduction
=22%

( 2 3
Time (years)

LaRosa JC, et al. N Eng J Med. 2005;352




TNT: Frequency of major CV Events
as a function of LDL-C and HDL-C

Yy
L

MCVE frequency (%)
oo
|

B
A

£
>

<38 38-42 43-47 48-54

HDL-C (mg/dL)

B=
A
~ >100 \&)
70-100 \@Q
<70 O

>54 V
N

KaBe aucnon otnv HDL karda 1mg/dL cuvdéEeTal pe peiwon Tou Kivouvou yia coBapd

Barter et al, NEJM 2007

KPA cuuBduara kata 1,1%



MetaBoAiopog HDL-C kai AvaoTtpo®n
MeTagopa XoAnaTePOANG

3Xc>m Qpipn HDL-C

LDL-C Apxeyovn HDL-C Makpogpayo

YT1rodoxeag

O1 HDL éxouv emiong
avTigAeyHovwdelg, avTiofEIdWTIKEC Kal

! 1 avriBpopPpwTikEéC dpaoceic

B ~
VLDL/LDL-C

HDL-C=x0AnaTepoAn AITToTTpwTEIiVNG UWNANG TTUKVOTNTAS, AMX=avaaTpo®n YeTapopd XoAnaTepoAng, XE= eatépag xoAeaTepoAng, EX=cAeUBepn xoAnaTepdAng,
G, CETP=mpwreivn petapopdg eatepa XoAeaTepsAng, SR-Bl=utrodoxéag kabapiapou karnyopiag B TutTouU |,
HL=nTramik Airdon, EL=evdobnAiakr) Arraan, ABCA1=trepiBaAlouaa pwreivn A1 Trou guvdeetal pe ATP, VLDL=Ammotrpwreivn TTOAU XaunAng mukvortnTag, LDL-

C=x0AnaTePOAN AITTOTTPWTEIVNG XAUNANG TTUKVOTNTOG



HDL CHOL remains a viable target for

reduction of CHD




Triglycerides and CVD Factor Recent Meta-Analysis

of 29 Studies

Groups CHD Cases
Duration of follow-up
210 years 5902
<10 years 4256
Sex
Male 7728
Female 1994
Fasting status
Fasting 7484
Nonfasting 2674
Adjusted for HDL
Yes 4469
No 5689

Overall CHD Risk Ratio*

N = 262 525 v

CHD Risk Ratio* (95% Cl)

<  1.72(1.56-1.90)

Decreased

—

, , ) Risk <1
A TRG kara 100mg/dl=»A kivdivou Karé

Increased

Risk 2

70%

Sarwar N, et al. Circulation. 2007;115:450-458.
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d AvTipeTwion TwWV dAAWY TApAYOVIWY KivoUvou

d ZuvoAikn BeAtiwon tou AMOAIHIKOU TTPOWIA




2YNOAIKH BEATIQ2H TOY AIMIAAIMIKOY
[MPODIA

Dt

» XOPHI'HZH 2YNAYAZMOY YTOAIMIAAIMIKQN
OAPMAKQN

» XOPHI'HZH ZTATINQN
ME AAAA OAPMAKA TOY ‘
| TRG/ fHDL CHOL




2YNAYAZMOI ®APMAKQON T'lA TH BEATIQZH
TOY AIMNIAAIMIKOY TMPO®IA

>TATINH + ®IMMNPATH

2TATINH + w-3 AIIAPA OXEA

2TATINH + NIAZINH
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>TATINH + OIMIMPATH

N

< MEIQZH TON 2YMBAMATQN ?

< AZOAAEIA ?

H MEAETH ACCORD




2TATINH + w-3 AINAPA OXEA

-

MEIQ2ZH TON 2YMBAMATQN ?




COMBOS STUDY: THE COMBINATION OF PRESERIPTION
FATTY ACIDS WITH SIMVASTATIN
META XOPHITHIZH SIMVA (40mg/d) ,

mg/dl SIMVA + w-3 fatty acids SIMVA + p

(40mg) (49) PLACEBO
LDL CHOL 0.7% —2.8%  0.052
" HDL cHOL 3.4% -1.2% <0.001 |
~Non FISL CHOL 9% 272% <0001
" TRG -29.5 -6.3 <0.001
Apo B 4.2 -1.9  0.023
T CHOL/HDL CHOL __ -9.6 0.7 _ <0.001

Clin Ther 2007:;20: 1354-1367
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NIAZINH: LTRG
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Emidpaon tng umoAlmMOAIUIKAC aywyng oTIC AtMOAIPIKEC TAPAPETPOUG

Katnyopia/mapayovieg
(PAPHAKOU

) NIKOTIVIKO 0&U’

diBparec’

| 5-20%
| 18-55%
| 15-30%

Jtativec!
AEOPEUTIKA XOALKWY aAatwyV!

ECeTipipmn™2 1% 1 18%

Emidpaon o€
LDL-C

| 5-25% | 20-50% )

Enidpaon o€
TplyAukepidia

1 20-50%

1 7-30%

Kapia petaBoAn
n avgnon

| 8%

*EKAEKTIKOG aVAOTOAEAG TNG EVTEPIKAG ATTOPPOPNTNG TNG XOANGTEPOANG

AlaokeuaoTtnke amméd 1. Expert Panel on Detection, Evaluation, and Treatment of High Blood Cholesterol in Adults. JAMA. 2001;285:2486-2497. 2. Ezetrol (ezetimibe) product

information. WPC 072005. Merck Sharp and Dohme. NSW, Australia. 2006.




Niacivn Madi pe Mia Ztarivn:

2UUTTANPWHATIKEG Apacelig oTo AITidaiuiko MNMpo@iA

“ i ® : Meiwon (%) Augnon (%)
arnyopia ®apudkou LDL-C HDL-C

Meiwon (%)
TG

2TOTIVEG +

-+

QiuTpAaTEG + +-+

++++
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ER Niacin for Treatment of Dyslipidemia

12 weeks 96 weeks
40 - (N=96) (N=225) e
B LDL-C

30 - n=31 28 B HDL-C
X n=35
y | 17
.g 20
g 10 -
€ 0 -
£
s -10 - -6
24
& -20 - -15
&) -21 -20

-30 1 .28 .28

-40 -

1000 mg/d 2000 mg/d <3000 mg/d

All, significant change from baseline, P<0.001
ER=extended release; TG=triglycerides; LDL-C=low-density lipoprotein cholesterol; HDL-C=high-density lipoprotein cholesterol
Morgan JM et al. Am J Cardiol. 1998;82(12A):29U-34U; Capuzzi DM et al. Am J Cardiol. 1998;82(12A):74U-81U.



(%)
LDL-C
HDL-C

TRG

Lp(a)

SEACOAST II STUDY
vs SIMVA (40mg)

SIMVA (80mg) NER/S (1000/40) NER/S (2000/40)

-10.7 -8.6 -11.6
-1 14.8 (p<0.001) 21.9 (p<0.001)
0.3  -22.8 (p<0.001) -31.8 (p<0.001)
0 -16.7 (p<0.01)  -21 (p<0.001)

Ballantyne CM et al: J Clin Lipidol, 2008:2: 79-90



COMPELL: Lipid Effects of
Niacin ER/Statin Combination Therapy

O Atorvastatin 40 mg + Niacin ER 2 g
B Rosuvastatin 20 mg + Niacin ER 1 g
B Simvastatin 40 mg + Eze 10 mg

B Rosuvastatin 40 mg

Change From Baseline, %

O G R S
O O O O O O O 0O 0O O O
[ I N I I I 1 1

LDL-C HDL-C TG

N = 292; 12 weeks
*P < 0.05 vs atorva + niacin ER.

COMPELL, Comparative Effects on Lipid Levels of Niaspan and a Statin Versus Other Lipid-Modifying Therapies.

McKenney JM et al. Atherosclerosis. 2007;192:432-437.



ADVOCATE: Lipid Effects of Combination Therapy
Versus Statin Monotherapy

O Lovastatin 40 mg + Niacin ER 1 g
B Lovastatin 40 mg + Niacin ER 2 g
O Atorvastatin 40 mg
B Simvastatin 40 mg

= N W b
O O O O
R B )

T
o O O O
1 1

Change From Baseline, %

I
@)
1

-49
*t

LDL-C HDL-C
N = 315; 16 weeks.
*P < 0.05 vs simvastatin; TP < 0.05 vs atorvastatin; P < 0.05 vs both combination therapies.
ADVOCATE, Advicor Versus Other Cholesterol-Modifying Agents Trial Evaluation.

Bays HE et al. Am J Cardiol. 2003;91:667-672.
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2TATINH + NIAZINH

N

MEIQ2ZH TON AITEIAKQON 2YMBAMATQN:

H MEAETH HATS




HATS—Niacin and Statin Outcome Trial

14 -
12 )
12 - -90 /O 11
10 -
g
0w 8 -
T 6
L%’ 6 - P=0.003
4 vs Placebo
2 1
0 - | n=42
Placebo Simvastatin- Antioxidant Simvastatin-
Niacin Vitamins Niacin Plus
Antioxidants

aComposite of coronary death, nonfatal Ml, revascularization, hospitalization for confirmed ischemia
HATS=HDL Atherosclerosis Treatment Study
Brown BG et al. N Engl J Med. 2001;345:1583—-1592.



ARBITER 2—The Effect of Niacin Plus Statin on
CHD Events (Secondary End Point)

-
N
|

-
o
|

. 38

Cardiovascular Events, %
o
]

Statin + Placebo Statin + ER Niacin

aComposite clinical cardiovascular events

ARBITER 2=Arterial Biology for the Investigation of the Treatment Effects of Reducing Cholesterol; CHD=coronary heart disease;

ER=extended release
Adapted from Taylor AJ et al. Circulation. 2004;110:3512—-3517.

31



2TATINH + NIAZINH

N

ETTIBPAAYNZH THXZ EZEAIZHZ THZ
AOHPLIMATIKHZ NOZOY
(ATTEIOMPAZIKEZ MEAETEZ/
MEAETEZ EKTIMHZHZ TTAXOYZ
OIX(QIMATOZ KAPSQTIASIN




E=EAI=H
THXZ AOGHPSOIMATIKHZ NOXQY (1)

WV LDL CHOL OMAAA EAErXOY OEPATMEIA

MARS 2.2% 1.6%
MAAS 3.6% 1%
REGRESS 0.09mm 0.03mm
PLAC-1 3.4% 2.1%
LCAS 0.10mm 0.03mm

CCAIT 2.9% 1.7% ‘




EEEAIEH THZ AOHPQMATIKHZ NOZOY
(2)

T
EAErXOY
FATS 2.30% -1.5%
HATS 3.9% -0.4%
SCOR 0.8% -1.5%
SCRIP 4.4% 1.2%

* + VIKOTIVIKO O€U ‘




ARBITER 2: The Effect of a Combination of ER Niacin With
Statin on CIMT Was Superior to Statin Alone

N=167
0,10 -
=
7
a 0,08 0.044 mm
£ (P<0.001)
E. 0,06 -
) 0.014 mm
0,04 -
= (P=0.23)
o)
% 0,02 - [
£
(&)
0,00 i |
Statin + Placebo Statin + ER Niacin

ARBITER 2=Arterial Biology for the Investigation of the Treatment Effects of Reducing Cholesterol; ER=extended release;
CIMT=carotid intima-media thickness; SEM=standard error of mean
Reprinted with permission from Taylor AJ et al. Circulation. 2004;110:3512-3517.



EMIAPAZH THZ NIAZINHZ 2ZE AZOENEIZ ME
METABOAIKO 2YNAPOMO

n=50, NIACIN (1000mg/d) vs placebo,

Niacin placebo P

hs CRP -20% (-) 0.001
Aukoln opou (mg/dl) +1mg/dl +4mg/dl NS

Int J Clin Pract 2007:61: 1942-1948



Ytrodoxeac Niaagivnc (GPR109A): ANAeC
©¢aeic Tou aTov Opyaviguo

C mBep Kimape
KUTTapQ Langerhans

(ZrAnvag, Aspgpoeion Kuttapa, Mveupovag

N
GPR109A o - Nicaiv

—ﬁ!""""-%

Meiwan evepyoTnTag TNG suouoer]mg € OPUOVEC r;

ARG TE AyVwoTeg PLA2
EMOPATEIG

Meiwpéva FFA ApaxId0oVvIKO otu

WV NTTaTIKAC aUVBEaNE AITTOTTPWTEIVIOV ' PGD, — 'Efauyn

FFA=gAeUBepa AiTtapa ogea, PLA,= pwagoAhiraon A, PGD,= rpoaTtayAavdivn D, TG=TpiyAukepidia. 37



NIAZINH (oTto Aimwdn 10T0)

A G-protein-coupled receptor 109A
(GPR109A)

¥V AirdAuoncg W kivnTomoinong Twv FFA

V wpoowopdc FFA oTo Amap Kai TnC NmaTIKAC
ouvOeonc AImompwTEIVWY ;




NIAZINH 2E MAKPOXPONIA XOPHIMHzZH

Yro€cia avripporioTikn av€non Tng AimoAuonc

A FFA

AvTioTaon oThv IvoouAivn

A vAukolng




Effect of ER Niacin on Glycemic Control
in Diabetes Mellitus

10 -
8 N a
X 6 -
S
S 4-
L
2 —
0 - . —
Placebo ER Niacin 1000 mg/d ER Niacin 1500 mg/d
n=49 n=45 n=52

B Baseline B Week 4 B Week 8 B Week 12 O Week 16
ap=0.05

ER=extended release; HbA,-=glycosylated hemoglobin

Reprinted with permission from Grundy SM et al. Arch Intern Med. 2002;162:1568—-1576. Copyright © 2002,
American Medical Association. All rights reserved.

40



COMPELL: AZDAAEIA ZYNAYAZMOY
NIACIN ER/STATIN

>N yAukolng kata| 3-5mg/dl, oxit petaBoAn tng
HBA1C (%)

~ A\ oupikou o€€ocg (kata 0.1mg/dl)
»0OXI MYOMNMAGEIA H HINATOZIKOTHTA

Atherosclerosis 2007;192: 432-437



EFFECT OF NIACIN ON GLUCOSE CONTROL
IN PATIENTS WITH DYSLIPIDEMIA

NIACIN (<2.5g/d):
A vyAukolnc kata 4-5%
AN HPA;. (%): <0.3%
Auénoeic HETPIEC, TAPOOIKEC N AVACOTPEWIHEC

Mayo Clin Proc 2008:83: 470-478



SAFETY CONSIDERATIONS
WITH NIACIN THERAPY

»EXAWH
»MIKPH EMIAPAZH XTO METABOAIZMO TQON YAATANOPAKQN

»>2[1ANIA MYOITAOEIA (+ ZTATINH)

>NAYTIA-EMETOI-MENTIKO EAKOX (ZMANIA)
>\ OYPIKOY OZEOZ, MAPATAZH PT, ¥ PLT, ¥ PO,
>HMATOTOZIKOTHTA (OXI ME TA AIAGEZIMA ZKEYAIMATA)

Am J Cardiol 2007;99 (suppl) : 22C-31C



Mnxaviouocg E¢aywnc Tou ogeiAeTal atn Niaaivn

Emdepuika Kuttapa Langerhans

Niagivn
1 0d6¢ Apayidovikou O&Eog 00d06¢ Ymrodoxea 1 MpoatayAavdivng D, (DP1)
YT1rodoxeag
Niagivng
\ PwagoAmidia
(+) > —
PLA, 1
Apaxidovikd O&u
PGG,
_____ PGH, 2uvBerdon PGD
g PN
PGF,, &

44



Mnxaviouoc Ecawncg tmou oeiletal otn Niaaivn:
Auo Ala@opeTIKA Znpeia Apaaong

1. Emdeppika Kuttapa
Langerhans

2uvdéetal N Niaaivn

MapayeTail Kal

Emdeppida { -
Ta

Baf & ||
o _‘_‘;_f-: e - " ..-’ “-
Xopio o =
e B

-":."'—'- = R ]

7 2. Aijjo@opa Ayyeia
= - : Aépuarog
Toun d¢épparog i £ H PGD, guvdéeTal pe
‘.- Tov DP1
[MpokaAeital

ayyeiod1aaToAn

ameAeuBepwvetal PGD,
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H déopeuon tng Niaoivng TTpoKaAEi
ATTEAEUBEPWON APaXIOOVIKOU 0EEOC




MeTaBoAIouOg Tou Apaxidovikou OgEog
o PGH2 ka1 PGD2




EvepyoTtroinon tou DP1 utrodoxéa

, 4
DP1RECEPTOR %




[lpOkAnon Ayyeiodl00TOANG




Au¢non Tng AijaTikng PoNng Kai
TMPOKANON £§ayng




e

\_

NIAZINH = FFAWH

NIAZINH + LAROPIPRANT

,,',

EMOANIZHZ EXAWHZ

~

2HMANTIKH MEIQ2H THZ MIOANOTHTAZ

W,




4=21%"(€]
Lipid / Flushing Study:
YTIroAITTIdaipIK) ATTOoTEAECHATIKOTNTA (0. 12—24)

N Placebo (n = 257)
H Niagivn(ER) (n = 434)

25 Niaaivn(ER)/Aapotmimrpavin (n = 696)
= 20 * P < 0,001 évavm placebo
(=]
2 15 )
E 10
L
g 5
>
< 0
o
[
o -5
=
o
< -10
-<<
o
s -15
&
= .20




Lipid / Flushing Study: YmroAImdaipiKn
AtroteAeopaTikoTnTa, AAAEG MapapeTpol (0. 12—24)

VBWG

[MapapeTpOg

Placebo

Niacivn(ER)

Niaoivn(ER) /
NAapotimpdavin®

OAIkA XoAnoTtepOAn

—0.6% (n =257)

—9.0% (n =434

—9.2% (n =696)

Non-HDL-C +0.8% (n =257) —18.6% (n =434) —-19.0% (n=696)
Apo B +2.5% (n=252) —15.5% (n = 425) —16.4% (n=676)
Apo Al +4.3% (n =252) +11.5% (n =425) +11.2% (n = 676)

A6yog LDL-C/HDL-C

+2.3% (n=257)

—29.2% (n = 434)

—28.9% (n = 696)

Aéyog T-C/HDL-C

+1.9% (n=257)

—22.0% (n=434)

—21.2% (n = 696)

Lp(a) (evoiapeon

Tiin)
il yalall V4

+1.1% (n=252)

—21.4% (n = 426)

* Z1aTIOTIKG anpavTikh diagopd évavTi placebo yia 6Aeg Tic Tapapétpoug (P < 0,001).

—17.6% (n=678) y




4=21%"(€]
Factorial Study:
YTTOAITTIOQIMIKN) ATTOTEAECOUATIKOTNTA

30
HDL-C
, , , S
KUpio Tehiko Znueio < 20
04-- S
[ao N
o
10 - 2 10
2 20 -
— 0 ‘ | | ‘
S 30 0 4 8 12
S | -37.0 EBSopdidec Bepameiag
50 - .
LDL'C \’3-
-60 - s
| | | i —
0 4 8 12 S -
EBSouddeg Beparmeiag S
=

A Niaoivn(ER)/Aapotmimpdvn (n = 160)

2IuBaaTarivn (6Aeg o1 660EIC, N = 565) B |4 ‘8 ;
m Niaoivn(ER)/Aapotmimpavin + ZippaaTarivn (6Aeg o1 360eI, n = 520) EBdopadeg bepameiag



Factorial Study:
NMpooBeTa ZToIXEia ATTOTEAECHATIKOTNTOGC

VBWG

TeNIKO Znueio N(E§|)|</II_\I7:T * N(ER)/LRPT SIMVA
Non-HDL-C, péon —45.8 (n =520) —18.1 (n=160) —33.4 (n =565)
Apo B, péon —41.0 (n = 520) —17.1 (n = 160) —28.8 (n = 565)
Apo Al, puéon +8.6 (n =520) +8.2 (n=160) +2.3 (n = 565)
Lp(a), evdiapeon —19.8 (n=518) —25.0 (n=157) 0.0 (n=562)
IDL-C, evdidueon —81.8 (n=506) —38.5 (n=155) —52.6 (n=551)
CRP, evdiapeon -18.2 (n=519) 0.0 (n=158) -15.4 (n=563)

* Z1oIxeia yia T ZiyBaatarivn ye Tig d60€1g 20mg kar 40mg.



4=21%"(€]
Laropiprant reduces moderate to extreme ERN-induced
flushing to placebo levels by week 6
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ERN = extended-release niacin;
GFSS = Global Flushing Severity Score;

LRPT = laropiprant. Paolini JF et al. Am J Cardiol. 2008:101:625-30.



NIAZINH KAI E=AYH

~ Xpnoigowoinon okevaopatwv ER (+ laropiprant)

> TIpoodeuTikn abEnon Tnc ddonc Héoa oc dUo ePdopadec

»Xopnynon He Ta yeupara - amopuyn karavaAwong {eoTwv
N KAQUOTIKWV OaynTwyv Kdl OIVOTMVEUHATWOWY mOoTWV KovTd

O0TO XPOVOo AQYNC TOU PapHAKOU

»Xopnynon aowipivic (n NSAIDs) 30' wpiv Tn xopnynon
TOU pappakou

Arch Intern Med 2004;164: 695-705
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2YNOAIKH BEATIC)ZH
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MEIAAH ETTIBPAAYNZH / YTTOZTPO%H
TON AOHPSOIMATIKSCIN BAABSN

MEIC2ZH TOY YTTIOAEITTOMENOY
KINAYNOY

METAAYTEPH MEIQZH TN
2YMBAMAT ()N
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