





CVD In Australia

The burden of CVD

e Heart disease remains the single leading cause of death in
Australia

* Over 42,700 deaths (25% of all deaths) attributed to CVD in
20211

e 1In 2017-18, just over 4 million Australians had a long-
term CVD condition?

* |n 2018-19, an estimated 8.7% of total
allocated expenditure in the Australian health system
(S11.8 billion) was attributed to CVD

* New AIHW report shows that the death rate of coronary
heart disease in Australia increased for the first time in
decades in 20213

AIHW, Heart, stroke and vascular disease — Australian facts, Web report. Last updated 30 June 2023
ABS National Health Survey: First results, 2017-18, Australia
AIHW, Deaths in Australia - Web report. Last updated: 11 July 2023
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Ischemia Trial

e NEW ENGLAN D
JOURNAL o MEDICINE

ESTABLISHED IN 1812 APRIL 9, 2020 VOL. 382 NO. 15

Initial Invasive or Conservative Strategy for Stable Coronary Disease

D.J. Maron, J.S. Hochman, H.R. Reynolds, S. Bangalore, S.M. O’Brien, W.E. Boden, B.R. Chaitman, R. Senior,
J. L6pez-Sendén, K.P. Alexander, R.D. Lopes, L.J. Shaw, J.S. Berger, J.D. Newman, M.S. Sidhu, S.G. Goodman,
W. Ruzyllo, G. Gosselin, A.P. Maggioni, H.D. White, B. Bhargava, J.K. Min, G.B.J. Mancini, D.S. Berman, M.H. Picard,
R.Y. Kwong, Z.A. Ali, D.B. Mark, J.A. Spertus, M.N. Krishnan, A. Elghamaz, N. Moorthy, W.A. Hueb, M. Demkow,

K. Mavromatis, O. Bockeria, J. Peteiro, T.D. Miller, H. Szwed, R. Doerr, M. Keltai, J.B. Selvanayagam, P.G. Steg, C. Held,
S. Kohsaka, S. Mavromichalis, R. Kirby, N.O. Jeffries, F.E. Harrell, Jr., F.W. Rockhold, S. Broderick, T.B. Ferguson, Jr.,

D.O. Williams, R.A. Harrington, G.W. Stone, and Y. Rosenberg, for the ISCHEMIA Research Group¥*

CONCLUSIONS
Among patients with stable coronary disease and moderate or severe ischemia, we
did not find evidence that an initial invasive strategy, as compared with an initial
conservative strategy, reduced the risk of ischemic cardiovascular events or death
from any cause over a median of 3.2 years. The trial findings were sensitive to the
definition of myocardial infarction that was used. (Funded by the National Heart,
Lung, and Blood Institute and others; ISCHEMIA ClinicalTrials.gov number,

NCT01471522.)




Medical therapy works!
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Life long process of atherosclerosis

Normal Fatty Plaque Increasing Obstructive Plaque fissure or
streak plaque atherosclerotic erosion results in
plaque thrombosis
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Arterial Remodelling

Glagov S et al. N Engl J Med 1987;316:1371-5 Bl = LN TS



Glagoy Phenomenon
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Varnava AM et al. Circulation 2002:105:939-43




Vulnerable Plaque
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Plaque severity and events
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Nobuyoshi et al. J Am Coll Cardiol 1991;18:904-10
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Life long process of atherosclerosis
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Contents lists available at ScienceDirect =
CARDIOLOGY
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journal homepage: www.elsevier.com/locate/ijcard

Age related inflammatory characteristics of coronary artery disease
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Effect of potentially modifiable risk factors associated with
myocardial infarction in 52 countries (the INTERHEART

study): case-control study ® >
Salim Yusuf, Steven Hawken, Stephanie Ounpuu, Tony Dans, Alvaro Avezum, Fernando Lanas, Matthew McQueen, Andrzej Budaj, Prem Pais, Lancet 2004; 364: 937-52
John Varigos, Liv Lisheng, on behalf of the INTERHEART Study Investigators™ Published online

September 3, 2004

In conclusion, our stud
measured risk factors are associated with more than
90% of the risk of an acute myocardial infarction in this
large global case-control study. These results are

consistent across all geographic regions and ethnic
groups of the world, men and women, and young and
old. Although priorities can differ between geographic
regions because of variations in prevalence of risk




Interpretation Abnormal lipids, smoking, hypertension, diabetes, abdominal obesity, psychosocial factors, consumption
of fruits, vegetables, and alcohol, and regular physical activity account for most of the risk of myocardial infarction
worldwide in both sexes and at all ages in all regions. This finding suggests that approaches to prevention can be based
on similar principles worldwide and have the potential to prevent most premature cases of myocardial infarction.

Risk factor Control (%) Case (%) Oddsratio (99% Cl) PAR(99% Cl)

Current smoking 93
330

Diabetes 79
7-4

Hypertension
Abdominal
obesity

Psychosocial
index

Fruits/veg

Exercise

ApoB/ApoA1l
ratio

201
531
255
16-2
53-0
346
456
465

2-86 (2:36-3-48)
3-05 (2:78-3-33)
426 (3-51-5-18)
2:67 (2:36-3.02)
2:95 (2-57-3-39)
232 (2:12-2-53)
2-26 (1-90-2-68)
2:24(2-03-2:47)
3-49 (2-41-5.04)
2:58(2:11-314)
0-58 (0-48-0-71)
0-74 (0-66-0-83)
0-48 (0-39-0-59)
0-77 (0-69-0-85)
0-41 (0-32-0-53)
0-88 (0-81-0-96)
4-42 (3-43-5-70)
3-76 (3-23-4-38)

15-8% (12-9-19-3)
44-0% (40-9-47-2)
19-1% (16-8-21-7)
10-1% ( 8-9-11-4)

35-8% (32-1-39-6)
19-5% (17-7-21:5)
35-9% (28-9-43-6)
32-1% (28-0-36-5)
40-0% (28-6-52-6)
25.3% (18-2-34-0)
17-8% (12-9-24-1)
10-3% (6:9-15-2)

37-3% (26-1-50-0)
22-9% (16-9-30-2)
46-9% (34-3-60-0)
10-5% (6-1-17-5)

52-1% (44-0-60-2)
53-8% (48-3-59-2)

0-25

Odds ratio (99% Cl)

Figure 4: Association of risk factors with acute myocardial infarction in men and women after adjustment for age, sex, and geographic region
For this and subsequent figures, the odds ratios are plotted on a doubling scale. Prevalence cannot be calculated for psychosocial factors because it is derived from a
model.




Interpretation Abnormal lipids, smoking, hypertension, diabetes, abdominal obesity, psychosocial factors, consumption
of fruits, vegetables, and alcohol, and regular physical activity account for most of the risk of myocardial infarction
worldwide in both sexes and at all ages in all regions. This finding suggests that approaches to prevention can be based
on similar principles worldwide and have the potential to prevent most premature cases of myocardial infarction.
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Figure 2: Risk of acute myocardial infarction associated with exposure to multiple risk factors




Smoking as a risk factor

Introduced model of smoking, using angiarketing tobacco
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British Doctors study, Doll and Hill et al

BRITISH MEDICAL JOURNAL

LOSDON SATURDAY N 6 1

THE MORTALITY OF DOCTORS IN RELATION
10 THEIR SMOKING HABITS

A PRELIMINARY Bprony

RICHARD DOLL. MDD, MRCP
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Dyslipidemia
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Note: Data for this figure are shown in Table 54.17.
Source: ABS 2014b.

Figure 4.16: Age-specific prevalence rates of dyslipidaemia among people aged 18 and over, by
Indigenous status, 2012-13




Dyslipidemia

Low-density lipoprotein cholesterol (LDL-C) < 1.8 mmol/L5

High-density lipoprotein cholesterol (HDL-C) > 1.0 mmol/L
Triglyceride (TG) < 2.0 mmol/L

Non-high-density lipoprotein cholesterol (NHDL-C) < 2.5 mmol/L”

Log -Linear Relationship between LDL-C

Total Cholesterol Distribution: Levels and Relative Risk for CHD
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Castelll WP, Atherosclerosis. 1996;124(suppl):S1-59 ) Reprinted with permission from Geundy SM. Cleeman JI, Merz CNB_ ot M

21996 Reprinted with permission from Elsevier Science. Impdcations of recent chinucal tnals for the National Choldestercd Education Program
Adult Treatment Panel Il Guidelines. Circulation 2004 110.227-239










Welight distribution
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1. Rates have been directly age-standardised to the 2001 Australian standard population and are expressed per 100 population.
2. Data for this figure are shown in Table 54.13.

Source: ABS 2014d.

Figure 4.13: Body weight category among people aged 15 and over, by sex and Indigenous status,
2012-13

60% of Aboriginal people are reported overweight or obese
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Diabetes

Per cent Indigenous Per cent Non-Indigenous
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Note: Data for this figure, which are based on fasting plasma glucose results, are shown in Table $5.22; data based on HbA1c results are shown in Table 55.23.
Source: ABS 2014b.

Figure 5.9: Age-specific prevalence rates of diabetes and those at high risk among people aged 18
and over, by Indigenous status, 2012-13




Can we close this Gap?

\ /\ Indigenous

Non-Indigenous

O I I I I I | | I I I I I I

1998 1999 2000 2001 2002 2003 2004 2005 2006 2007 2008 2009 2010 2011

Notes

1. Rates have been directly age-standardised to the 2001 Australian standard population and are expressed as deaths per 100,000 population.
2. Data are for New South Wales, Queensland, Western Australia, South Australia and the Northern Territory.
3 Data for this figure are shown in Table $5.19; summary statistics about change over the period are shown in Table S6.10.

Source: AIHW National Mortality Database.

Figure 5.8: Mortality rates from cardiovascular disease, by Indigenous status, 1998 to 2012













Traditional risk assessement

Cardiovascular Risk
Calculator

Australian cardiovascular risk charts
@ sean Heart Journal (2011) 32, 581-590 CLINICAL RESEARCH
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Estimating modifiable coronary heart disease
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Modern risk assessment




