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Abstract
Background: Most cardiovascular disease (CVD) occurs in the presence of traditional risk
factors, including hypertension and dyslipidemia, and these in turn are influenced by behavioural
factors such as diet and lifestyle. Previous research has identified a group at low risk of CVD based
on a cluster of inter-related factors: body mass index (BMI) < 25 Kg/m2, moderate exercise, alcohol
intake, non-smoking and a favourable dietary pattern. The objective of this study was to determine
whether these factors are associated with a reduced prevalence of hypertension and dyslipidemia
in an Irish adult population.

Methods: The study was a cross-sectional survey of 1018 men and women sampled from 17
general practices. Participants completed health, lifestyle and food frequency questionnaires and
provided fasting blood samples for analysis of glucose and insulin. We defined a low risk group
based on the following protective factors: BMI <25 kg/m2; waist-hip ratio (WHR) <0.85 for women
and <0.90 for men; never smoking status; participants with medium to high levels of physical
activity; light alcohol consumption (3.5–7 units of alcohol/week) and a "prudent" diet. Dietary
patterns were assessed by cluster analysis.

Results: We found strong significant inverse associations between the number of protective
factors and systolic blood pressure, diastolic blood pressure and dyslipidemia. The prevalence odds
ratio of hypertension in persons with 1, 2, 3, ≥ 4 protective factors relative to those with none,
were 1.0, 0.76, 0.68 and 0.34 (trend p < 0.01). The prevalence odds ratio of dyslipidemia in persons
with 1, 2, 3, ≥ 4 protective factors relative to those with none were 0.83, 0.98, 0.49 and 0.24 (trend
p = 0.001).

Conclusion: Our findings of a strong inverse association between low risk behaviours and two of
the traditional risk factors for CVD highlight the importance of 'the causes of the causes' and the
potential for behaviour modification in CVD prevention at a population level.

Background
CVD is a leading cause of morbidity and mortality world-
wide [1]. Hypertension and dyslipidemia are two of the
major traditional risk factors for CVD [2-4]. While it has

previously been reported that only 50% of CVD can be
attributed to traditional risk factors [5,6], it is now recog-
nized that these factors occur much more frequently in
people with cardiovascular disease [7,8]. It is well estab-
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lished that treatment of hypertension and dyslipidemia
results in a reduction in CVD [9,10]. The effect of behav-
ioural factors such as diet and lifestyle is less clear. These
behavioural factors may be powerful predictors of hyper-
tension and dyslipidemia and interventions to influence
these behavioural factors have the potential to have a
major impact on CVD. In particular, while treatment of
hypertension and dyslipidemia requires diagnosis and
treatment of individual patients, behavioural factors are
amenable to population level interventions. The Nurses'
health study identified a cluster of protective behaviours
that predicted low risk of cardiovascular disease and dia-
betes [11,12]. In a previous study we have shown that a
cluster of inter-related factors (BMI, WHR, never smoking
status, medium to high levels of physical activity, light
alcohol consumption and a prudent diet) are associated
with a significantly reduced risk of glucose intolerance
and insulin resistance [13]. In this latter paper we have
suggested that work on chronic non-communicable dis-
ease such as CVD needs to address the clustering and
inter-relatedness of major dietary and lifestyle factors. The
aim of the study was to investigate the association
between these previously identified protective behav-
ioural factors and the prevalence of hypertension and dys-
lipidemia in an Irish adult population.

Methods
Design, subjects and methods of data collection
The Cork and Kerry Diabetes and Heart Disease Study is a
cross-sectional survey of the prevalence of glucose intoler-
ance and associated CVD risk factors in an Irish adult gen-
eral population sample. Details of the methods of data
collection, including the self-completed questionnaire
and physical measurements (height, weight, waist and hip
circumference) and fasting blood samples have been
reported previously [14]. Stratified random sampling by
age and sex was utilized to recruit equal numbers of men
and women in four age strata between the ages of 50 and
69 years. Subjects with CVD, diabetes mellitus or other
chronic disease, and those receiving medication were
included in the sample base. From a total of 1473 men
and women from 17 general practice lists in the South of
Ireland who were invited to participate, 1018 attended for
the assessment, (491 men and 527 women), resulting in a
response rate of 69.1%.

The Ethics Committee of the Cork Teaching Hospitals
approved the study protocol. All participants gave signed
informed consent, including consent to use their data for
research purposes.

Questionnaires and physical measurements
Physical activity
Physical activity was assessed using the British Regional
Heart Study questionnaire [15]. This questionnaire

addresses the type and duration of exercise while travel-
ling to work; participants' assessment of their occupa-
tional physical activity; grading (1–5) of weekend
physical activity; frequency of participation in active phys-
ical exercise such as running, digging, and tennis; and the
number of years the subject had been involved in such
activity. A physical activity score was derived based on the
frequency and intensity of the activities reported, using
recommendations of a National Heart, Lung, and Blood
Institute workshop and the Minnesota intensity codes
[15]. The use of this physical activity score has been vali-
dated previously against heart rate and forced expiratory
volume in 1 second in men free of pre-existing coronary
heart disease [15]. Participants were grouped into three
physical activity categories based on their physical activity
scores: inactive & occasionally active (Low, n = 407), light
to moderate activity (Medium, n = 387) and moderate to
vigorous activity (High, n = 144). Data on physical activity
were not available for 80 participants.

Smoking status
Participants were classified according to their current
smoking status into one of three categories: never smoker
(n = 463), ex-smoker (n = 341) and current smoker (n =
190). Data on smoking were not available for 33 partici-
pants. Never smokers were defined as those who answered
no to the questions: "Do you regularly smoke cigarettes at
present?" and "if no, have you ever regularly done so?".
Those who smoked a pipe or cigars (n = 2) and former cig-
arette smokers who smoked a pipe or cigars (n = 11) were
regarded as current smokers.

Socio-economic status
Participants were classified into five socio-economic sta-
tus (SES) categories based on a combination of the Irish
Central Statistics Office (CSO) classification system and
data on educational attainment. Category I consisted of
participants classified by the CSO as higher and lower pro-
fessionals, and employers/managers and own account
workers with third level education (n = 161). Category II
consisted of participants who were employers, manager or
own account workers and did not have third level educa-
tion (n = 64). Category III consisted of self employed
farmers (n = 138). Category IV consisted of non-manual
workers and skilled and semi-skilled manual workers (n =
371). Category V consisted of all agricultural workers and
non-skilled manual workers (n = 255). Information on
SES was not available for 29 participants. When a partici-
pant defined herself as a housewife, the occupation of her
partner was used for classification purposes.

Dietary data
We used a food frequency questionnaire (FFQ) adapted
from the UK-EPIC study instrument [16] and subse-
quently modified by the Irish National Nutritional Sur-
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veillance Unit to reflect the Irish diet [15-17]. The FFQ has
been validated in an Irish adult population by compari-
son with seven day weighed records and the use of one
biomarker, 24-hour urinary nitrogen [17-19]. Of the 1018
participants, 937 (92%) completed the FFQ. We excluded
participants that had implausible scores for total energy
intake (<500 or > 3500 kcals/day for women and <800 or
>4200 kcal/day for men), [18] leaving 851 (84%) partici-
pants with dietary data for the analysis.

Alcohol intake
Alcohol intake was estimated primarily from the FFQ
data. Alcohol intake (ethanol) was originally estimated in
grams per day, using the McCance and Widdowson's Food
composition tables, [20] and was subsequently converted
into units per day, assuming an average of one unit per 12
g of ethanol [21]. Alcohol consumption data from the
FFQ (categorized in units per day) were cross-checked
with the data from the lifestyle questionnaire. Inconsist-
ent reports from the two questionnaires were coded as
unclassified. Participants were classified into seven cate-
gories according to their alcohol intake: never (n = 281),
occasional (<0.5 units/day; n = 341), light (0.5–0.99 units
per day; n = 118), moderate (1.0–2.99 units per day; n =
70), heavy (>3 units per day; n = 49), ex-drinkers (n = 43)
and unclassified (n = 31). Data were not available for 85
participants.

Determination of dietary patterns by K cluster analysis
Dietary patterns were determined by K-means cluster
analysis, using MINITAB software programme (version
13), [22-24]. We based the cluster analysis on food varia-
bles. Items from the FFQ were expressed in terms of the
proportion of total mass of food consumed (g/day) or
mls/day in the case of alcoholic drinks or beverages. These
were subsequently aggregated into 22 mutually exclusive
food groups similar to those used by Pryer and colleagues
[24], which were based on the 51 food/drinks groups
defined by Gregory and co-workers [25]. Continuous
food groups were standardised by converting them to
standard normal deviates to ensure that clusters were not
influenced by food groups with high specific gravity (such
as beverages). We identified the number of clusters and
seeds by conducting principal component analysis with
the food groups [26]. Three dietary clusters were identi-
fied, a 'traditional diet', an 'alcohol and convenience food
diet' and a 'prudent diet' cluster. The 'prudent diet' group
had the highest intake of pasta and rice, brown breads and
unrefined cereals, spreads, poultry, fish, low fat milk and
dairy products, salad dressing, fruit and vegetables and the
lowest intake of chips, white bread and refined cereals,
butter, high fat dairy, meat, meat products and sweets.
This prudent dietary pattern represents a favourable nutri-
ent profile, characterised by a higher intake of polyunsat-

urated fat, antioxidant vitamins and fibre and a lower
intake of saturated fat (27).

Anthropometric measurements
BMI was used as an index of relative weight. Waist and hip
measurements were taken using standard methods [9],
and WHR was used as a measure of central obesity. The
data on height, weight, waist and hip circumference were
based on the mean of two measurements. Blood samples
were taken for fasting lipids. Lipoprotein profiles were
analysed using the Roche Hitachi 747 Multichemistry
analyser and the Olympus 640 Discrete analyser. For anal-
ysis of the fasting lipids, we excluded participants who did
not fast for more than 8 hours (n = 51) or did not provide
information on their fasting status (n = 50) and one par-
ticipant with type 1 diabetes mellitus. Following exclu-
sions, data on fasting triglycerides and high density
lipoprotein (HDL) cholesterol were available for 914 and
901 participants respectively. Non-fasting and unknown
fasting status participants were similar in age, gender and
socio-economic status to those with known fasting status.
Blood pressure was measured under controlled condi-
tions by a trained research nurse using a portable digital
blood pressure monitor (Omron HEM-705CP). Blood
pressure was measured three times in succession with the
subject seated, with left arm at heart level, and cuff
adjusted for arm circumference. For each participant, the
mean of the second and third readings was used in analy-
sis of systolic blood pressure (SBP) and diastolic blood
pressure (DBP) data. Data on measurements of blood
pressure were available for 1016 participants.

Definition of hypertension
Hypertension was defined as SBP ≥ 140 mm Hg and/or
DBP ≥ 90 mm Hg and/or use of anti-hypertensive medica-
tion.

Definition of dyslipidemia
Dyslipidemia was defined as triglycerides ≥ 1.7 mmol/L
and/or HDL cholesterol <0.9 mmol/L in men and <1.0
mmol/L in women.

Definition of pre-existing cardiovascular disease
Pre-existing CVD was determined based on the following:
a self reported history of myocardial infarction or angina
or a history of coronary artery bypass graft or coronary
artery angioplasty or a positive 'Rose Questionnaire' or a
history of stroke, peripheral vascular disease or abdomi-
nal aortic aneurysm or evidence of a definite previous
myocardial infarction on an analysis of the study electro-
cardiographs by a single experienced cardiologist [14].

Low risk group criteria
Six protective factors were defined: healthy body weight
(BMI ≤ 25 kg/m2); absence of central obesity (WHR <0.90
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for men and WHR <0.85 for women); physically active
(combination of medium and high activity groups); never
smokers; light drinkers (3.5–7 units of alcohol per week)
and a prudent dietary pattern.

Statistical analysis
Analysis of variance and covariance was used to determine
the differences in means of SBP, DBP, fasting triglycerides
and HDL cholesterol in individuals with different num-
bers of protective factors. In these analyses, we used the
natural log of triglycerides as the dependent variable to
correct for skewness. Logistic regression analysis was per-
formed with hypertension and dyslipidemia as the
dependent variables and the number of protective factors
as the independent variable. Participants with 4, 5 or 6
protective factors were combined into a group of 4 or
more factors for the analyses. Odds ratios and 95% confi-
dence intervals were calculated for each category (having
1, 2, 3, 4 or more protective factors) relative to those with
none of the protective factors. Analyses were adjusted by
age, sex, SES and history of pre-existing CVD. We also
adjusted for kcals/day, as hypertension and dyslipidemia
may be associated with total energy intake [27].

Results
The prevalence of hypertension and dyslipidemia and
each of the six protective factors was similar in all partici-
pants and the subset of participants with data on all vari-
ables (Table 1). The distribution of the number of
protective factors among those with valid data on all risk
factors is shown in Table 2. Overall 7.5% (95% C.I. 5.8–
9.7) of the sample had no protective factors; 12.5% (95%
C.I., 9.3–16.4) of men vs. 3.0% (95% C.I. 1.6–5.2) of
women, p < 0.001. Only 5.3% (95% C.I. 3.2–8.1) of men
had four or more protective factors as compared with
20.6% (95% C.I.16.6–25.0) of women, p < 0.0001. We
found no significant association between the number of
low risk factors and SES.

Associations between individual protective factors and the
prevalence of hypertension and dyslipidemia are shown
in Table 3. We found significant inverse associations

between the individual behavioural factors low BMI and
low WHR and the prevalence of hypertension. Low BMI,
low WHR and never smoker status were inversely and sig-
nificantly associated with the prevalence of dyslipidemia.
There were strong and highly significant inverse associa-
tions between mean SBP, mean DBP, and triglycerides
and the number of protective factors, and a strong highly
significant direct association between the number of fac-
tors and HDL cholesterol (Figures 1 and 2). There was an
inverse relationship between the number of protective fac-
tors and the prevalence of hypertension with a significant
trend for a reduction in hypertension prevalence with
increasing number of protective factors (Table 4). Similar
significant linear inverse trends were observed in analyses
excluding participants with previously diagnosed type 2
diabetes. The prevalence odds ratios in fully adjusted anal-
yses following exclusion of previously diagnosed diabetics
were 0.83, 0.98, 0.49 and 0.24, (p for trend = 0.001), in
persons with 1, 2, 3, ≥ 4 low risk factors respectively, rela-
tive to those with none. Similarly, there was a significant
linear inverse trend in the prevalence of dyslipidemia with
increasing number of low risk factors (Table 5). This was
observed in age and sex adjusted analyses, as well as in
fully adjusted analyses. The prevalence odds ratios of dys-
lipidemia in fully adjusted analyses after exclusion of
those with previously diagnosed diabetes were 1.00, 0.76,
0.68 and 0.34, in persons with 1, 2, 3, ≥ 4 low risk factors
respectively, relative to those with none (p for trend <
0.01).

Table 1: Prevalence of hypertension, dyslipidemia and each of the protective factors among all participants and subset with valid data 
on all variables

Risk Factor All Participants (N = 1018) Subset (N = 759)

Hypertension 47.2% 43.3%
Dyslipidemia 29.0% 29.7%

BMI ≤ 25 kg/m2 27.5% 27.3%
WHR<0.85 women, <0.90 men 26.9% 27.9%

Medium and high level of physical activity 56.6% 57.0%
Light drinkers 12.7% 13.0%

Never smokers 46.6% 48.0%
Healthy eating cluster 39.8% 40.3%

Table 2: Distribution of protective factors among subset of 
participants with valid data on all variables

Number of Protective Factors N Percentage

No Factors 57 7.5%
One Factor 189 24.9%
Two Factors 235 31.0%

Three Factors 177 23.3%
Four Factors 76 10.0%
Five Factors 23 3.0%
Six Factors 2 0.3%
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Discussion
In this cross-sectional study of middle-aged Irish men and
women, a combination of 6 core protective factors (nor-
mal BMI, WHR below the current threshold for central
obesity, never smoking, light alcohol consumption, a pru-
dent diet and regular physical activity) was associated
with a significantly lower prevalence of hypertension and
dyslipidemia. There was a strong trend for a reduced prev-
alence of hypertension and dyslipidemia with increasing
number of protective factors with those who scored four
or more factors having approximately one-third and one-
quarter the risk of hypertension and dyslipidemia respec-
tively.

However, this study had limited power to detect associa-
tions between individual protective factors and the preva-
lence of hypertension and dyslipidemia and indeed only
the anthropometric measurements were significantly
associated with the prevalence of both hypertension and
dyslipidemia while never smoker status was also signifi-
cantly associated with dyslipidemia. Another limitation of

Means of blood lipids (mmol/L) by the number of protective factors (5 and 6 factors combined)Figure 2
Means of blood lipids (mmol/L) by the number of 
protective factors (5 and 6 factors combined).
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Mean systolic and diastolic blood pressure (mmHg) by the number of protective factors (5 and 6 factors combined)Figure 1
Mean systolic and diastolic blood pressure (mmHg) 
by the number of protective factors (5 and 6 factors 
combined).
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Table 3: Associations* between individual protective factors and 
the prevalence of hypertension and dyslipidemia

OR 95% CI P-value

Hypertension
Low BMI 0.40 0.28–0.59 <0.001
Low WHR 0.60 0.40–0.59 0.01
Physically active 1.09 0.79–1.50 0.59
Never smoker 0.77 0.56–1.06 0.11
Light drinking 1.07 0.77–1.47 0.69
Healthy eating cluster 1.10 0.70–1.74 0.67

Dyslipidemia
Low BMI 0.32 0.19–0.54 <0.01
Low WHR 0.48 0.29–0.80 <0.01
Physically active 1.15 0.79–1.67 0.87
Never smoker 0.58 0.40–0.85 <0.01
Light drinking 1.15 0.79–1.67 0.46
Healthy eating cluster 1.10 0.65–1.89 0.70

* Adjusted for age, sex, SES, pre-existing CVD and Kcals/day and for 
each other
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our study is the cross-sectional design. This design prohib-
its any inferences of a causal association between the pro-
tective factors and hypertension and dyslipidemia and in
addition prevents us from determining the direction of
the association between protective lifestyle behaviours
and hypertension and dyslipidemia. It may be that indi-
viduals with high blood pressure or an abnormal lipid
profile are less likely to adopt healthy lifestyles rather than
the lifestyles having a protecting effect against the devel-
opment of hypertension and dyslipidemia. Despite these
limitations, our study extends and compliments the find-
ings from major longitudinal studies in men and women
[28-31] which have reported on the combined impact of
protective lifestyle factors and morbidity and mortality
and suggests that the effects of these factors may be medi-
ated by an effect on hypertension and dyslipidemia.

To date much of the focus in CVD prevention and health
promotion has been on determining the individual con-
tribution of risk factors to the development of cardiovas-
cular disease. However it is now accepted that virtually all
of the population attributable risk of myocardial infarc-
tion is due to well studied factors such as smoking, hyper-
cholesterolemia, diabetes mellitus, hypertension and
obesity [32]. Moreover, while the independent contribu-
tion of individual risk factors is interesting from an etio-
logical perspective, in terms of disease prevention and
public health it is less critical. More important than quan-
tifying the magnitude of risk conferred by the addition of
each individual factor is the effect of these factors in com-

bination and the consequent potential for prevention in
terms of lifestyle changes that address these factors simul-
taneously.

Conclusion
To date much research funding and resources have been
expended in elucidating the causal role of the risk factors
for CVD. However, it is now evident from a health policy
perspective that interventions at a population level
addressing diet, exercise and smoking, will have profound
effects on blood pressure and lipid levels in the popula-
tion and ultimately on the incidence of cardiovascular dis-
ease. Thus the challenge for public health is to align public
policy and health systems towards increasing the popula-
tion prevalence of core protective factors for CVD.

Abbreviations
BMI: Body Mass Index; CSO: Central Statistics Office;
CVD: Cardiovascular Disease; DBP: Diastolic Blood Pres-
sure; FFQ: Food Frequency Questionnaire; HDL: High
Density Lipoprotein; SBP: Systolic Blood Pressure; SES:
Socio-Economic Status; WHR: Waist-Hip Ratio.

Competing interests
The authors declare that they have no competing interests.

Authors' contributions
RV completed data analysis and worked on early drafts of
the manuscript. PMK edited the manuscript and approved
the final version for publication. IJP designed and con-

Table 4: Hypertension prevalence odds ratio by the number of protective factors

Number of Protective Factors N* OR+ (95% CI) P-value Trend<0.001 OR++ (95% CI) P-value Trend<0.01

0 57 1.00 1.00
1 189 0.98 0.54–1.80 0.95 1.00 0.55–1.89 0.95
2 235 0.73 0.40–1.33 0.31 0.76 0.42–1.40 0.39
3 177 0.62 0.33–1.16 0.14 0.68 0.36–1.27 0.22
≥4 101 0.31 0.15–0.62 0.001 0.34 0.16–0.70 <0.01

*N will vary because of missing data
+Adjusted for age and sex
++Adjusted for age, sex, SES, pre-existing CVD and Kcals/day

Table 5: Dyslipidemia prevalence odds ratio by the number of protective factors

Number of Protective Factors N* OR (95% CI) P-value Trend<0.001 OR++ (95% CI) P-value Trend = 0.001

0 51 1.00 1.00
1 161 0.78 0.40–1.50 0.45 0.83 0.42–1.62 0.58
2 208 0.96 0.51–1.82 0.90 0.98 0.51–1.90 0.96
3 162 0.51 0.26–1.01 0.05 0.49 0.24–1.00 0.05
≥4 92 0.23 0.09–0.55 0.001 0.24 0.09–0.59 <0.001

*N will vary because of missing data
+Adjusted for age and sex
++Adjusted for age, sex and SES, pre-existing CVD and Kcals/day
Page 6 of 7
(page number not for citation purposes)



BMC Public Health 2008, 8:210 http://www.biomedcentral.com/1471-2458/8/210
ducted the Cork and Kerry study, edited the manuscript
and approved the final version for publication. All
authors have read and approved the final manuscript.

Acknowledgements
The Cork and Kerry Diabetes and Heart Disease Study was a collaborative 
project involving the Department of Epidemiology and Public Health, Uni-
versity College Cork, the Training Programme for General Practice, Uni-
versity College Cork/Southern Health Board, the Department of Medicine, 
Cork University Hospital, the Department of Public Health Medicine, 
Southern Health Board and the Departments of Biochemistry and Haema-
tology at Cork University Hospital. We thank all the GPs in the Cork Voca-
tional Training Programme for General Practice who participated in the 
study. The survey received financial support from Servier Laboratories (Ire-
land), Bristol Myers Squibb Pharmaceutical LTD, Pfizer (Ireland) and 
Zeneca Pharma. We wish to thank Ms Sharon Friel from the National Sur-
veillance Centre for her assistance with the Food Frequency Question-
naire.

References
1. Mathers CD, Loncar D: Projections of global mortality and bur-

den of disease from 2002 to 2030.  PLos Med 2006, 3:e442. 2011–
2030

2. Lawes CM, Vander Hoorn S, Law MR, Eillott P, MacMahon S, Rodgers
A: Blood pressure and the global burden of disease 2000. Part
II: estimates of attributable burden.  J Hypertens 2006,
24:423-30.

3. Stamler J, Vaccaro O, Neaton JD, Wentworth D: Diabetes, other
risk factors, and 12-year cardiovascular mortality for men
screened in the Multiple Risk Factor Intervention Trial.  Dia-
betes Care 1993, 16:434-44.

4. Chen Z, Peto R, Collins R, MacMahon S, Lu J, Li W: Serum choles-
terol concentration and coronary heart disease in popula-
tion with low cholesterol concentrations.  BMJ 1991,
303:276-82.

5. Wilson PWF, D'Agostino RB, Levy D, Belanger AM, Silbershatz H,
Kannel WB: Prediction of coronary heart disease using risk
factor categories.  Circulation 1998, 97:1837-1847.

6. Ridker PM, Rifai N, Rose L, Buring JE, Cook NR: Comparison of C-
reactive protein and low-density lipoprotein cholesterol lev-
els in the prediction of first cardiovascular events.  N Engl J
Med 2002, 347:1557-1565.

7. Greenland P, Knoll MD, Stamler J, Neaton JD, Dyer AR, Garside DB,
Wilson PW: Major risk factors as antecedents of fatal and non-
fatal coronary heart disease events.  JAMA 2003, 290:891-897.

8. Khot UN, Khot MB, Bajzer CT, Sapp SK, Ohman EM, Brener SJ, Ellis
SG, Lincoff AM, Topol EJ: Prevalence of Conventional Risk Fac-
tors in Patients With Coronary Heart Disease.  JAMA 2003,
290:898-904.

9. Collins R, Peto R: Antihypertensive drug therapy: effects on
stroke and coronary heart disease.  In Textbook of Hypertension
Edited by: Swales J. Oxford: Blackwell Scientific Publications; 1994. 

10. Baigent C, Keech A, Kearney PM, Blackwell L, Buck G, Pollicino C,
Kirby A, Courjina T, Peto R, Collins R, Simes R, Cholesterol treat-
ment Trialists'(CTT) Collaborators: Efficacy and safety of choles-
terol-lowering treatment: prospective meta-analysis of data
from 90,056 participants in 14 randomised trials of statins.
Lancet 2005, 366:1267-78.

11. Stampfer MJ, Hu FB, Manson JE, Rimm EB, Willett WC: Primary
prevention of coronary heart disease in women through diet
and lifestyle.  N Engl J Med 2000, 343:16-22.

12. Hu FB, Manson JE, Stampfre MJ, Colditz G, Liu S, Solomon CG, Willett
WC: Diet, lifestyle, and the risk of type 2 diabetes mellitus in
women.  N Engl J Med 2000, 345:790-797.

13. Perry IJ, Villegas R, Salim A, Flynn A: Clustering of protective fac-
tors for glucose intolerance and insulin resistance: a cross-
sectional study.  Diabet Med 2005, 22:1091-7.

14. Creagh D, Neilson S, Collins A, Colwell N, Hinchion R, Drew C, O'
Halloran D, Perry IJ: Established cardiovascular disease and
CVD risk factors in a primary care population of middle-
aged Irish men and women.  Ir Med J 2002, 95:298-301.

15. Shaper AG, Wannamethee G, Weatherall R: Physical activity and
ischaemic heart disease in middle-aged British men.  Br Heart
J 1991, 66:384-94.

16. Bingham SA, Gill C, Welch A, Cassidy A, Runswick SA, Oakes S, Lubin
R, Thurnham DI, Key TJ, Roe L, Khaw KT, Day NE: Validation of
dietary assessment methods in the UK arm of EPIC using
weighed records, and 24-hour urinary nitrogen and potas-
sium and serum vitamin C and carotenoids as biomarkers.
Int J Epidemiol 1997, 26(Suppl 1):137-51.

17. Harrington J: Validation of a food frequency questionnaire as a
tool for assessing nutrient intake.  In Masters Dissertation Univer-
sity College Galway, Health promotion Department; 1997. 

18. Friel S, Gadhainn N: The National Health and Lifestyle Surveys-
Regional results from the Survey of Lifestyle, Attitudes and
Nutrition.  Health Promotion Unit, Department of Health and Chil-
dren, Dublin and Centre for Health Promotion Studies, National Uni-
versity of Ireland, Galway; 1999. 

19. Friel S, Kelleher CC, Nolan G, Harrington J: Social diversity of
Irish adults nutritional intake.  Eur J Clin Nutr 2003, 57:865-75.

20. McCance RA: McCance and Widdowson's The Composition of
Foods.  5th edition. London: HMSO; 1997. 

21. Bell RA, Mayer-Davis EJ, Martin MA, D'Agostino RB Jr, Haffner SM:
Associations between alcohol consumption and insulin sensi-
tivity and cardiovascular disease risk factors: the Insulin
Resistance and Atherosclerosis Study.  Diabetes Care 2000,
23:1630-6.

22. Villegas R, Salim A, O'Halloran D, Perry IJ: Alcohol intake and insu-
lin resistance. A cross-sectional study.  Nutr Metab Cardiovasc Dis
2004, 14:233-40.

23. Villegas R, Salim A, Collins MM, Flynn A, Perry IJ: Dietary patterns
in middle-aged Irish men and women defined by cluster anal-
ysis.  Public Health Nutr 2004, 7:1017-24.

24. Pryer JA, Nichols R, Eillott P, Thakrar B, Brunner E, Marmot M: Die-
tary patterns among a national random sample of British
adults.  J Epidemiol Community Health 2001, 55:29-37.

25. Gregory J, Foster K, Tyler H, Wiseman M: The Dietary and Nutri-
tional Survey of British Adults.  London: HMSO; 1990. 

26. Raquel Villegas: The role of diet and other modifiable environ-
mental risk factors in the development of type 2 diabetes.  In
PhD thesis University College Cork, Department of Epidemiology and
Public Health; 2002. 

27. Willet W: Nutritional Epidemiology.  Monographs in Epidemiology
and Biostatistics 1990, 15:.

28. Chiuve SE, McCullough ML, Sacks FM, Rimm EB: Healthy lifestyle
factors in the primary prevention of coronary heart disease
among men: Benefits among users and non-users of lipid-
lowering and antihypertensive medications.  Circulation 2006,
114:160-167.

29. Knoops KTB, de Groot LCPGM, Kromhout D, Perrin AE, Moreiras-
Varela O, Menotti A, van Stavern WA: Mediterranean diet, life-
style factors, and 10-year mortality in elderly European men
and women: the HALE project.  JAMA 2004, 292:1433-1439.

30. Khaw KT, Wareham N, Bingham S, Welch A, Luben R, Day N: Com-
bined impact of health behaviors and mortality in men and
women: the EPIC-Norfolk Prospective Population study.
PLoS Med 2008, 5:e12. 39–47

31. Stampfer MJ, Hu FB, Manson JE, Rimm EB, Willett WC: Primary
prevention of coronary heart disease in women through diet
and lifestyle.  N Engl J Med 2000, 343:16-22.

32. Yusuf S, Hawken S, Ounpuu S, Dans T, Avezum A, Lanas F, McQueen
M, Budaj A, Pais P, Varigos J, Lisheng L, INTERHEART Study Investi-
gators: Effect of potentially modifiable risk factors associated
with myocardial infarction in 52 countries (the INTER-
HEART study): case-control study.  Lancet 2004, 364:937-52.

Pre-publication history
The pre-publication history for this paper can be accessed
here:

http://www.biomedcentral.com/1471-2458/8/210/pre
pub
Page 7 of 7
(page number not for citation purposes)

http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=17132052
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=17132052
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=16467640
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=16467640
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=8432214
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=8432214
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=8432214
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=1888927
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=1888927
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=1888927
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=9603539
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=9603539
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=12432042
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=12432042
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=12432042
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=12928465
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=12928465
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=12928466
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=12928466
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=16214597
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=16214597
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=10882764
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=10882764
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=10882764
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=16026378
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=16026378
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=16026378
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=12542011
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=12542011
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=12542011
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=1747302
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=1747302
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=12821886
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=12821886
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=11092284
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=11092284
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=11092284
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=15673056
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=15673056
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=15548339
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=15548339
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=15548339
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=11112948
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=11112948
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=11112948
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=16818808
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=16818808
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=16818808
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=15383513
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=15383513
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=15383513
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=18184033
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=18184033
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=10882764
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=10882764
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=10882764
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=15364185
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=15364185
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=15364185
http://www.biomedcentral.com/1471-2458/8/210/prepub

	Abstract
	Background
	Methods
	Results
	Conclusion

	Background
	Methods
	Design, subjects and methods of data collection
	Questionnaires and physical measurements
	Physical activity
	Smoking status
	Socio-economic status
	Dietary data
	Alcohol intake
	Determination of dietary patterns by K cluster analysis
	Anthropometric measurements
	Definition of hypertension
	Definition of dyslipidemia
	Definition of pre-existing cardiovascular disease
	Low risk group criteria
	Statistical analysis


	Results
	Discussion
	Conclusion
	Abbreviations
	Competing interests
	Authors' contributions
	Acknowledgements
	References
	Pre-publication history

