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Cardiovascular Disease is the Leading Cause of Death

Worldwide!

HIV/AIDS _ 5

Pulmonary disease _7
injuries | ©
Cancer | 1:
Infectious and
e o I '
parasitic diseases

Cardiovascular disease*

29

0 5 10 15 20
Percentage of total deaths in 2002

*Ischemic heart disease, cerebrovascular disease, hypertensive heart disease,
inflammatory heart disease and rheumatic heart disease

1. The World Health Report 2004. WHO Geneva, 2004.
Available at: http://www.who.int/whr/2004/en/. Accessed January 2006.
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ANE=APTHTA ATIO TA ETIITIEAA
TOIN AITTIAIQN

BAZIKOZ 2TOXOZ THZ ArQrHz:
H MEIS22ZH THZ LDL CHOL



H LDL CHOL 22> BAZIKOXZ ZTOXOXZ
THZ YTTOAITIIAAIMIKHZ AlrQrHz

H aténon tn¢ LDL CHOL civai ave€aprnroc
Ttapayovrac Kivouvou
Oi1 LDL eivai aBnpwyoéva cwparidia

H peiwon tnc LDL CHOL ONUAvTIKA peiwaon
Twv oupPpapaTwy



Epidemiologic Data Demonstrated a Strong Causal

Link Between Elevated TC and CHD

Multiple Risk Factor Intervention
Trial (MREIT) N=361,662

Framingham Heart Study

(FHS) N=5209

e e T e
O 00 O N B~ OO @
L 1 1 1 1 1 1

Age-adjusted 6-year CHD
mortality per 1000 men

0 1 1 1 1 1 1 1 1 1

140 160 180 200 220 240 260 280 300 320
TC (mg/dL)

TC=total cholesterol; CHD=coronary heart disease.

6-year CHD incidence
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Martin MJ et al. Lancet. 1986;2:933-936; Castelli WP. Am J Med. 1984:76:4-12.
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H LDL CHOL 22> BAZIKOXZ ZTOXOXZ
THZ YTTOAITIIAAIMIKHZ AlrQrHz

H attnon tnc LDL CHOL civar avedprtnroc
TTadpayovTdc KivoUuvou

O: LDL civar a®Bnpwyova owparidia

H peiwon tne LDL CHOL OoNUAavTikKA Heiwon
Twv oupuPpapdTwy



ROLE OF LDL IN CAUSING ATHEROSCLEROSIS

Monocyte

° LDL

4 - —
AdheS|on V« v
Molecule MCP-1 LDL
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-

\ Oxidised LDL

Viacrophage

Feam Cell




H LDL CHOL 22> BAZIKOXZ ZTOXOXZ
THZ YTTOAITIIAAIMIKHZ AlrQrHz

H attnon tnc LDL CHOL civar avedprtnroc
TTadpayovTdc KivoUuvou

Oi1 LDL eivai aBnpwyoéva cwpaTidia

e —
H peiwon tngc LDL CHOL oNHAvTIKA

pyeiwon Twv ouppapaTwyv
-




LDL LOWERING AND EVENT REDUCTION:
HOW LOW DO WE GO?

Secondary Prevention Primary Prevention
25 4S--Pbo u 25
e 20 | 4 = 20
% 4S--Sim g .-Llpld-—Pbo %
c 15 2 s
s B ipid--pra 2 Wos--Pbo

m = . Wos--Pra
Prove-it Pra
5 .Prove—it Ator 5 Ascot Pbo Afcaps Pbo

scot Atar =
- ’&p .Afcaps Lova

/ 50 90 130 170 210 / 50 90 130 170 210

LDL Cholesterol (mg/dL) LDL Cholesterol (mg/dL)
LDL-C = 35 mg/dL LDL-C = 35 mg/dL

Conclusions:
1) Absolute risk of subjects with disease is greater and absolute benefits of therapy higher.

2) Risk of an event in both groups approaches zero at LDL-C below 50 mg/dL.
Adapted from Kastelein JJP. Atherosclerosis. 1999;143(Suppl 1):S17-S21; Sever PS et al. Lancet. 2003;361:1149-1158; Cannon CP et al. N Engl J Med. 2004;350:1495-1504.




LDLC Levels in 136,905 Patients Hospitalized With CAD: 2000- 2006

LDLC (mg/dL) <130 130-160
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20 30 40 50 60 70 80 90 100110120 130140 150 160 170 180 190 200210 220
LDL Cholesterol Level (mg/dL)

Sachdeva et al, Am Heart J 2009;157:111-7.e2.




YynAnc evaioOnoiac C-avtidpwoa
npwteivn (hsCRP)

Curr Vasc Pharmacol 2008;6:258-70



2TOXOZ THZ ArQrHz:




H hsCRP )2 2TOXOZXZ
THZ OEPATIEYTIKHZ ArQrHz

H ab€non tnc hsCRP civai ave€aprnroc
Ttapayovrac Kivouvou??

H hsCRP mpoayeir Tnv aBnpwparwon??
——— -

H peiwon tng hsCRP onHAvTIKA HEeiwon

TWv oupPpapaTwyv??
T




H hsCRP Q0> AEYTEPOZ ZTOXOZ
THZ OEPATIEYTIKHZ ArQrHz

H ab€non tnc hsCRP civai ave€aprnroc
TTapayovrac Kivouvou??

H hsCRP mpodyel Thv aBnpwpudrtwaon??

H peiwon tnec hsCRP ONUAVTIKA HEiwon TWV
ouppapdTwy??



hsCRP and Risk of Future Ml and CVA In
Apparently Healthy Men

«——— P Trend <0.001 > «~——— PTrend <001 ——
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1

1 2 3 4 1 2 3 4
Quartile of hs-CRP Quartile of hs-CRP

Ridker et al, N Engl J Med 1997;336:973-979.



HS - CRP AS A PREDICTOR OF CVD
IN HEALTHY SUBJECTS

Study End Point
Kuller 1996  CHD Death
Ridker 1997 M

Ridker 1997  Stroke
Tracy 1967  CHD

Eli-élsker 1998 PVD

‘I!lvi:IIEer 1998 cvDb
MONICA CHD
Koenig 1999

0 1.0 2.0 3.0 4.0 5.0 6.0
Relative Risk (Upper vs Lower Quartile)



hs-CRP Adds Prognostic Information at all Levels of
LDL-C and at all Levels of the Framingham Risk Score

B <1.0 Il 1.0-3.0 B >3.0 B<1.0 Il 1.0-3.0 M >3.0
25 - C-Reactive Protein (mg/L) 3- C-Reactive Protein (mg/L)
20 [
o
e 2
2 15+ ©
: Z
2 0
5 1 S
12 ©
2
5- 2
=
- 0
0-1 2-4 5-9 10-20 <130 130-160 >160
Framingham estimate of 10-year risk (%) LDL cholesterol (mg/dL)

Ridker et al, N Engl J Med. 2002;347:1557.



C-reactive protein concentration and risk of cardiovascular events (n=160,309, 54 studies)

Coronary Heart Disease

3.0
25

2.0 +.|.+ s
1.5 —] =h — .|.
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Ischaemic SEoke
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25 |

20 L ]
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Risk ratio (95% CI)

3.0 ] — _
20 + —
R L SURTRL

1.0 7*’+”+L R +1|r _F+ + *********

hsCRP concentration (mg/L)
Age, gender adjusted Fully adjusted

Emerging Risk Factor Collaborators, Lancet Jan 2010



C-reactive protein concentration and risk of cardiovascular events : 2010

Direct comparison of hsCRP, systolic blood pressure, total cholesterol, and non-

HDLC
Risk Ratio (95%Cl)
hsCRP i 1.37 (1.27-1.48)
Systolic BP i 1.35 (1.25-1.45)
Total cholesterol B 1.16 (1.06-1.28)
Non-HDLC | 1.28 (1.16-1.40)
0.5 1.0 1.2 1.4 1.8

Risk Ratio (95%CI) per 1-SD higher usual values

Adjusted for age, gender, smoking, diabetes, BMI, BP, triglycerides, alcohol, lipid levels, and hsCRP

Emerging Risk Factor Collaborators, Lancet Jan 2010



H hsCRP Q0> AEYTEPOZ ZTOXOZ
THZ OEPATIEYTIKHZ ArQrHz

H atCnon tnc hsCRP civar avedpTnToc
TTdpayovTtac Kivouvou

H hsCRP mpoayelr Tnv aBnpwparwon??

H peiwon tng hsCRP OoNUAavTiKA peiwon
TWV cuppapaTwv??









CRP and atherogenesis: from fatty streak to clinical event

endothelial dysfunction fatty streak

myocardial
necrosis

Atherosclerosis 2007:195:e10-8



H hsCRP Q0> AEYTEPOZ ZTOXOZ
THZ OEPATIEYTIKHZ ArQrHz

H atCnon tnc hsCRP civar avedpTnToc
TTdpayovTtac Kivouvou

H hsCRP mpodyel Tnv aBnpwpdtwon

e
H peiwon tng hsCRP onHAavTIKA HEeiwon

TWv oupPpapaTwv??
T




AEN YTTAPXOYN MEAETEZ ME
SAPMAKA TTOY NA MEISINOYN
ATTOKAEIZTIKA THN hsCRP



;@ZA Median hsCRP at Baseline and
%0 Change During Follow-up

Baseline median values
Placebo 3.590 mg/L h s
Rosuvastatin 3.50 mg/L | |

_ Follow-up time Closing visit
median 3 months 15 months Mean 36 months
% change

+10 -

0 I B . _

& -1n - |l_|
% =20 -
< .30 |

-40 -

Net difference -25% -34% -37%
p<0.0001 p<0.0001 p<0.0001
n= 2310/2336 n=1957/1993 n= 1534/1599

Kjekshus J et al. N Engi J Med 2007357



Clinical Relevance of Achieved LDL
and Achieved CRP
After Treatment with Statin Therapy

LDL = 70 mg/dL, CRP = 2 mg/dL
=
5
a 87
>
E LDL <70 mg/dL, CRP = 2 mg/dL
2= 6
38
s £ LDL <70 mg/dL, CRP < 2 mg/dL
—_ 0
=" 4 LDL <70 mg/dL, CRP <1 mg/dL
c
m
5 Reproduced with permission from
3 2 Ridker PM, Cannon CP, Morrow D, et al.
o C-Reactive Protein Levels and Out-
{ comes after Statin Therapy. N Engl J
0 - Med. 2005;352:20-28. Copyright © 2005,
Massachusetts Medical Association. All

| I I | I I
00 05 10 15 20 25 rights reserved.

Follow-Up (Years)
@ Content Provided by the American College of Cardiology



Morrow DA et al. Circulation 2006:;114:281-8



REVERSAL Rates of Progression According to the Change in LDL Cholesterol and
CRP Levels

Table 4. Rates of Progression According to the Change in LDL Cholesterol and CRP Levels.*

No. of
Subgroup Patients Percent Atheroma Volume Total Atheroma Volume (mm?)

Median Q5% C| Mean £5D Median Q5% Cl Mean +S5D
Reduction in LD L cholesterol and 4] 0.24 (-2.8t03.5)% -0.77t00.54 0.3315.3 & 3.0t010.8)x -6.26t03.67 -2.41+31.6
CRP both greater than median

Reduction in LDL cholesterol 106 0.81(-2.0tc4.8) -032tcl.81 1.62+47 206 (-12.8t021.5) -3.26t06.41 4.04£28.7
greater than median, reduc-
tion in CRP less than median

Reduction in LDL cholesterol less 108  1.21 (-2.0t04.0) -031t02.08 0.91+49 -1.04 (-18.6t0225) -6.78t08.74 1424297
than median, reduction in

CRP greater than median
Reduction in LD L cholesterol and 1.82 (-1.5t05.1) 1.0t02.84 2.2515.0 @ Bt027.5) 040t013.05 7.49+27.5
CRP both less than median

* CRP levels were not available for six patients at baseline or follow-up. The subgroups were formed on the basis of the median percent change
in LDL cholesterol of -37.1 percent and the median percent change in CRP of -21.4 percent.

7 Values in parentheses are interquartile ranges. Confidence intervals (Cls) are for the medians.

7 P=0.001 for the comparison with the subgroup in which the reduction inthe levels of both LDL cholesterol and CRP was less than the median
reduction (by Wilcoxon's rank-sum test).

The NEW ENGLAND

Nissen, S. E. et al. N Engl J Med 2005;352:29-38 JOURNAL of MEDICINE




AFCAPS/TexCAPS

AFCAPS/TexCAPS Low LDL Subgroups
Low LDL, Low hsCRP .
Low LDL, High hsCRP N
0.5 1.0 2.0
RR
Statin Effective Statin Not Effective

However, while intriguing and of potential public health importance, the observation
In AFCAPS/TexCAPS that statin therapy might be effective among those with

elevated hsCRP but low cholesterol was made on a
post hoc basis. Thus, a large-scale randomized trial of statin therapy was needed to

directly test this hypotheses.

Ridker et al, New Engl J Med 2001;344:1959-65



JUPITER
Trial Design

JUPITER

Multi-National Randomized Double Blind Placebo Controlled Trial of
Rosuvastatin in the Prevention of Cardiovascular Events
Among Individuals With Low LDL and Elevated hsCRP

: Rosuvastatin 20 mg (N=8901) Wi
No Prior CVD or DM Stroke
Men =50, Women| =60 Unsta_ble
LDL <130 mg/dL Placebo (N=8901 c \;‘\D"g'"at )
hsCRP 22 mg/L run-in CABGIPTCA

Argentina, Belgium, Brazil, Bulgaria, Canada, Chile, Colombia, Costa Rica,
Denmark, El Salvador, Estonia, Germany, Israel, Mexico, Netherlands,
Norway, Panama, Poland, Romania, Russia, South Africa, Switzerland,

United Kingdom, Uruguay, United States, Venezuela

Ridker et al, Circulation 2003;108:2292-2297.



JUP'TER Ridker et al NEJM 2008

Baseline Clinical Characteristics

Rosuvastatin Placebo
(N =8901) (n =8901)
Age, years (IQR) 66.0 (60.0-71.0) 66.0 (60.0-71.0)
Female, N (%) 3,426 (38.5) 3,375 (37.9)
Ethnicity, N (%)
Caucasian 6,358 (71.4) 6,325 (71.1)
Black 1,100 (12.4) 1,124 (12.6)
Hispanic 1,121 (12.6) 1,140 (12.8)
Blood pressure, mm (IQR)
Systolic 134 (124-145) 134 (124-145)
Diastolic 80 (75-87) 80 (75-87)
Smoker, N (%) 1,400 (15.7) 1,420 (16.0)
Family History, N (%) 997 (11.2) 1,048 (11.8)
Metabolic Syndrome, N (%) 3,652 (41.0) 3,723 (41.8)
Aspirin Use, N (%) 1,481 (16.6) 1,477 (16.6)

All values are median (interquartile range) or N (%)



JUP'TER Ridker et al NEJM 2008

Baseline Blood Levels (median, interquartile range)

Rosuvastatin Placebo

(N = 8901) (n =8901)
hsCRP, mg/L 42 (2.8-7.1) 4.3 (2.8-7.2)
LDL, mg/dL 108 (94 -119) 108 (94 -119)
HDL, mg/dL 49 (40 - 60) 49 (40 -60)
Triglycerides, mg/L 118 (85 - 169) 118 (86 - 169)
Total Cholesterol, mg/dL 186 (168 - 200) 185 (169 - 199)
Glucose, mg/dL 94 (87 -102) 94 (88-102)
HbA1c, % 5.7 (5.4-5.9) 5.7 (5.5-5.9)

All values are median (interquartile range). [ Mean LDL =104 mg/dL ]



JUPITER

Effects on LDL-C, HDL-C, TG and hsCRP at 12 months;

Percentage change between rosuvastatin and placebo

10- LDL-C HDL-C TG hsCRP
%? 4 0.001
5 P=0.001*
<2 _10d
L
G ¢
= _204
00
C &
E 0 -30-
=
S -40-
A Y=
_50_
p<0.001
_60_

*P-value at study completion (48 months) = 0.34

Ridker P et al. N Eng J Med 2008;359: 2195-2207



Ridker et al NEJM 2008

JUPITER
Primary Trial Endpoint : MI, Stroke, UA/Revascularization, CV Death
HR 0.56, 95% CIl 0.46-0.69 Placebo 251 / 8901
57 P < 0.00001

Number Needed to Treat (NNT;) = 25

s - 44%

Cumulative Incidence
0.04
\

Rosuvastatin 142 / 8901

o \ \
0 1 p. 3 4
Number at Risk Follow-up (years)
Rosuvastatin 8,901 8,631 8,412 6,540 3,893 1,958 1,353 983 544 157
Placebo 8,901 8,621 8,353 6,508 3,872 1,963 1,333 955 534 174



JUPITER

Fatal or Nonfatal Myocardial Infarction JUPITER

3 _ HR 0.45, 95%CI 0.30-0.70
S P <0.0002
Placebo

0.015

- 55%

Cumulative Incidence

v

0.010

Rosuvastatin

0.005

0.000

Follow-up Years



JUPITER

Fatal or Nonfatal Stroke JUPITER
° HR 0.52, 95%Cl 0.34-0.79
o P = 0.002
N Placebo

0.015

- 48%

Cumulative Incidence

0.010

v

| Rosuvastatin

0.005

|
0 1 2 3 4

Follow-up Years

0.000

Circulation 2010;121:143-50



Risk of Stroke in Four Statin Primary Prevention Trials

Study

WOSCOPS
AFCAPS/TexCAPS
MEGA

JUPITER

Summary

Hazard Ratio
(95% CI)

0.89 (0.53-1.51)
0.82 (0.33-2.08)
0.83 (0.57-1.21)
0.52 (0.34-0.79)

0.75 (0.57-0.97)

I

| I | |
0.50 1.00 1.50 2.00 2.50

| o
Statin Better Placebo Better

Circulation 2010;121:143-50




JUPITER

Bypass Surgery / Angioplasty JUPITER

HR 0.54, 95%Cl 0.41-0.72
S P < 0.00001
Placebo (N = 131)

- 46%

Cumulative Incidence
0.03
\

—

= Rosuvastatin (N = 71)

0 1 2 3 4

Number at Risk Follow-up (years)
Rosuvastatin 8,901 8,640 8,426 6,550 3,905 1,966 1,359 989 547 158

Placebo 8,901 8,641 8,390 6,542 3,895 1,977 1,346 963 538 176



JUPITER Ridker et al NEJM 2008

Secondary Endpoint — All Cause Mortality JUPITER
HR 0.80, 95%Cl 0.67-0.97
P=0.02

= Placebo 247 / 8901
& L)
2- -20%

g < Rosuvastatin 198 / 8901

S

e &
0 1‘ 2 ) ‘

Number at Risk Follow-up (years)
Rosuvastatin 8,901 8,847 8,787 6,999 4,312 2,268 1,602 1,192 683 227

Placebo 8,901 8,852 8,775 6,987 4,319 2,295 1,614 1,196 684 246



JUPITER Glynn et al NEJM 2009

Total Venous Thromboembolism JUPITER

HR 0.57, 95%CI 0.37-0.86
P=0.007

0.025

0.020

Placebo 60 / 8901

0.015

-43%

0.010

Cumulative Incidence

Rosuvastatin 34 / 8901

0.005

0.000

0 1 2 3 4

Number at Risk Follow-up (years)

Rosuvastatin 8,901 8,648 8,447 6,575 3,927 1,986 1,376 1,003 548 161
Placebo 8,901 8,652 8,417 6,574 3,943 2,012 1,381 993 556 182



Eivai n pyeiwon tnc LDL-C R
™n¢ hsCRP mou ouvéPpaAav oTo
TEAIKO amoTEéAeopa?



JUPITER Ridker et al NEJM 2008

Predicted Benefit Based on LDL Reduction vs Observed Benefit JUPITER

CTT

A - __..£D JUPITER PREDICTED

| ,———""—/—-PROVE—IT
15 A-t0-Z m 3 --7

Proportional reduction in
vascular event rate (95% CI)
S

O _--" | | | 1 . ] ] ] ] T
0 0,5 1

Mean LDL cholesterol difference
between treatment groups (mmol/l)



JUPITER Ridker et al NEJM 2008

Predicted Benefit Based on LDL Reduction vs Observed Benefit JUPITER

@ JUPITER OBSERVED

CTT

A - __..£D JUPITER PREDICTED

| ,———""—/—-PROVE—IT
15 A-t0-Z m 3 --7

Proportional reduction in
vascular event rate (95% CI)
S

O - ’| | | ! I ! ! ! ! I
0 0,5 1

Mean LDL cholesterol difference
between treatment groups (mmol/l)



JUPITER

Dual Target Analysis: LDLC<70 mg/dL, hsCRP<2 mg/L

Cumulative Incidence

Number at Risk
Rosuvastatin 7,716 7,699 7,678 6,040 3,608

Placebo

Follow-up (years)

1,812 1,254 913 508 145
7,832 7,806 7,777 6,114 3,656 1,863 1,263 905 507 168

JUPITER

Placebo
HR 1.0 (referent)

LDL > 70 mg/dL
and /or
hsCRP > 2 mg/L
HR 0.64 (0.49-0.84)

LDL <70 mg/dL
and
hsCRP < 2 mg/L
HR 0.35 (0.23-0.54)

P <0.0001




JUPITER

JUPITER

Dual Target Analysis: LDLC<70 mg/dL, hsCRP<1 mg/L

Placebo
HR 1.0 (referent)

LDL > 70 mg/dL
and /or
hsCRP > 1 mg/L
HR 0.59 (0.46-0.75)

Cumulative Incidence

LDL < 70 mg/dL
and
hsCRP < 1 mg/L
HR 0.21 (0.09-0.51)

Number at Risk Follow-up (years) P < 00001
Rosuvastatin 7,716 7,699 7,678 6,040 3,608 1,812 1,254 913 508 145
Placebo 7,832 7,806 7,777 6,114 3,656 1,863 1,263 905 507 168



ROSUVASTATIN NOW INDICATED
THE RISK OF MI, STROKE AND
REVASCULARAZATION:

J IN SUBJECTS >50 YEARS (MEN) OR >60

YEARS (WOMEN)
0 WITH NORMAL LDL-C BUT hsCRP >2.0 mg/L

d + 1 ADDITIONAL RISK FACTOR (high blood
pressure, low HDL-C, smoking, or a family
history of premature heart disease)




-Specific inhibition of CRP is feasible
with a small molecule synthetic
compound [1,6-bis(phosphocholynine)-
hexane]

-This compound produced smaller
infarct sizes in rats

Pepys MB et al. Nature 2006:440:1217-21






TTpenel va yerpape Ta
ewineda TN hsCRP kara tn
diapkela ThC Oepameiag He

oTarivn kai 11 ©a kavouye av

Ta Ppouye avnuéva?



CARE, AFCAPS, PROVE IT, A to Z, Reversal, JUPITER
Does Correct Use of Statin Therapy Require Evaluation for
both LDLC and hsCRP?

1. LDL-C is a strong, 1. hsCRP is a strong,
independent predictor of independent predictor of
future CV events future CV events

2. Statins Lower LDL-C 2. Statins Lower hsCRP
3. The level of LDL-C 3. The level of hsCRP
achieved after starting achieved after starting
statin therapy predicts statin therapy predicts
recurrent event rates (ie recurrent event rates (ie
“lower is better”) “lower is better”)

Dual Goals for Statin Therapy :
LDL-C <70 mg/dL and hsCRP <2 mg/L



1. Evrarikoroinon Twv

UYIEIVOOIAITNTIKWY HETPWYV
(amrwAeia Ppapouc, aoknon, diakomn
Kanviogarocg, uyieivh diarpoyn)

2. EvraTikomoinon tn¢c Ocparneiac pe
oTarivn-aAAayn o€ 1o0XupoTepn
oTarivn



2009 Canadian Cardiovascular Society (CCS)
Guidelines for the Diagnosis and Treatment of Dyslipidemia and
Prevention of Cardiovascular Disease in the Adult

Primary Goal: LDLC

High CAD, CVA, PVD
Most pts with Diabetes
FRS >20%
RRS >20%

Moderate FRS 10-19%

<80 mg/dL or 50% reduction Class |
Level A

<80 mg/dL or 50% reduction Class lIA

RRS 10-19% Level A
LDL >135 mg/dL
TZ/iADLC >5.0
hsCRP >2 in
men >50 yr
women >60 yr
Low FRS <1u7 <190 mg/dL Class IIA
Level A
Secondary Targets TCHhioLs <5ynon HDLC <135 mg/dL

hsCRP <2 mg/L, TG <150 mg/dL, ApoB/A <0.8




2TOXOXZ THX AT HX:
H MEIQXH THXZ hsCRP
NAI AEYTEPEYON ZTOXOZXZ



B NMANENMIZTHMIAKH NMA®GOAOI'IKH
KAINIKH IATPIKHZ 2XOAHZ
NMANENIZTHMIOY IQANNINQN




	Slide Number 1
	Cardiovascular Disease is the Leading Cause of Death Worldwide1
	Slide Number 4
	Slide Number 5
	Slide Number 6
	Slide Number 7
	Slide Number 8
	Slide Number 9
	LDL LOWERING AND EVENT REDUCTION: HOW LOW DO WE GO?
	Slide Number 12
	Slide Number 13
	Slide Number 15
	Slide Number 16
	Slide Number 17
	hsCRP and Risk of Future MI and CVA in Apparently Healthy Men 
	Slide Number 20
	Slide Number 22
	Slide Number 24
	Direct comparison of hsCRP, systolic blood pressure, total cholesterol, and non-HDLC
	Slide Number 31
	Slide Number 32
	Slide Number 33
	Slide Number 35
	Slide Number 36
	Slide Number 37
	Slide Number 38
	Slide Number 39
	Slide Number 43
	Slide Number 47
	Slide Number 50
	Slide Number 52
	Slide Number 54
	Slide Number 55
	JUPITER ��Effects on LDL-C, HDL-C, TG and hsCRP at 12 months;��Percentage change between rosuvastatin and placebo �
	Slide Number 59
	Slide Number 61
	Slide Number 62
	Slide Number 63
	Slide Number 64
	Slide Number 67
	Slide Number 68
	Slide Number 73
	Slide Number 74
	Slide Number 75
	Slide Number 76
	Slide Number 77
	Slide Number 80
	Slide Number 81
	Slide Number 82
	Slide Number 86
	Slide Number 87
	Slide Number 88
	2009 Canadian Cardiovascular Society (CCS)�Guidelines for the Diagnosis and Treatment of Dyslipidemia and Prevention of Cardiovascular Disease in the Adult
	Slide Number 90
	www.bpath.gr

