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Drink to your health 
– is alcohol really cardioprotective? 
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ABSTRACT 
A convenient and widely held belief 
is that a few drinks are good for the 
heart. This view is based largely on 
epidemiological studies similar to 
those that mistakenly showed that 
menopausal hormone replacement 
therapy (HRT) was cardioprotective. 
Because of confounding and mis-
classification, non-randomised un-
controlled studies can never confirm 
such beliefs.1,2 

This article reviews the medical lit-
erature on alcohol and coronary heart 
disease (CHD), looking at evidence for 
and against cardioprotection. 
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Introduction 
In 1926 Raymond Pearl3 first de-
scribed the J-shaped alcohol-mortal-
ity curve: moderately alcoholised 
fowls had the lowest mortality, fol-
lowed by those not exposed, with 
heavily alcoholised fowls having the 
highest mortality! 

Graham Gulbransen is a GP with 23 years 
experience, currently working half time at 
the Kingsland Family Health Centre. He 
has worked half time at the Community 
Alcohol and Drug Services for 10 years. 
At CADS he is a Senior Medical Officer in 
the Auckland Methadone Service and the 
Medical Detoxification Inpatient Unit. He 
expects to complete the Addiction Medi-
cine Training Program (FAChAM) this year. 

Ross McCormick is Professor and 
Director of the Goodfellow Unit, The 
University of Auckland. His research 
and teaching is primarily in the field 
of general practice and primary 
health care detection and manage-
ment of inappropriate drug and al-
cohol use. He provides drug and al-
cohol assessment services for vari-
ous regulatory bodies. 

In the past 30 years more than 100 
epidemiological studies have sug-
gested that moderate alcohol con-
sumption (in humans!) is cardio-
protective (Figure 1).4 In New Zea-
land we follow the Alcohol Advisory 
Council of New Zealand guidelines 
that define safer or moderate drink-
ing as up to 20 grams of alcohol daily 
for women and 30 grams for men.5 

However, a 1987 Lancet editorial, 
‘Dying for a Drink’ urged caution, ‘The 
higher mortality among abstainers has 
not been fully explained but may well 
be a spurious finding in a group of men 
who may be at higher risk for other 
reasons… The U- [J-] shaped curve has 
been interpreted uncritically… The 
message we should be delivering un-
equivocally is that alcohol is bad for 
health.’6 

Others have supported this view,7,8 
and some recent critical literature has 
found never-drinkers to be at no 
greater risk than light drinkers.9,10,11 

Alcohol may not be 
cardioprotective 
Critical appraisal of the literature un-
covers weaknesses in key areas, cast-

ing doubt on the veracity of papers 
finding alcohol to be cardioprotective: 

Confounding 

Many large studies have found that 
moderate people do things moder-
ately, and ‘regular light drinking may 
be a marker for good health among 
middle-aged and older people, not a 
cause of it.’10 

A telephone survey of 250 496 
Americans found that those who had 
not drunk in the past month were 
more likely to be older, non-white, 
have less education and income, more 
diabetes and hypertension and poorer 
physical and mental health. In con-
trast, moderate drinkers had many 
social and lifestyle characteristics 
favouring their survival. (Heavy 
drinkers were less likely to respond 
to such a study.) ‘These results sug-
gest that residual confounding or 
unmeasured effect modification 
would bias observational studies in 
favour of moderate drinkers.’12 

In their analysis of The National 
Health and Nutrition Examination Sur-
vey in the USA (N=9533), Fillmore, 
Kerr and Bostrom9 found that ‘many 
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confounding variables are unevenly 
distributed across the drinking catego-
ries’. For instance, they found that ab-
stainers had more ‘poor health and se-
rious illness’ than drinkers, and were 
more likely to be older, non-white, less 
well educated and unemployed. 

Fuchs et al.8 analysed the Athero-
sclerosis Risk in Communities Study 
where 15 792 participants were con-
trolled for physical activity, smoking, 
blood lipid levels, blood pressure, 
income, education and nutrition. The 
more white males drank, the lower 
their risk of cardiovascular disease 
(CVD). In black males the opposite was 
found: the more they drank, the 
greater the risk. They suggested that 
unmeasured confounders such as 
mental health, social networks, and 
socioeconomic position in early life 
might be the real causes of CVD risk, 
rather than alcohol consumption. 

Peele and Brodsky verified psy-
chological benefits associated with 
moderate use of alcohol but found 
difficulty in attributing causality be-
cause of multiple social and cultural 
variables.13 Connor  notes ‘that alco-
hol consumption is very strongly so-
cially determined and so it is likely 
that there is substantial residual con-
founding’.14 

A Danish study with 53 000 re-
spondents found that ‘smoking and 
low intake of fruit and vegetables were 
common at both extremes of drinking 
frequency’.15 

Ira Goldberg ‘wonders if the al-
cohol-consuming groups also drank 
more tea, ate more nuts, or consumed 
more fish – all lifestyle factors as-
sociated with reduced cardiovascu-
lar risk…’16 

Systematic error: Misclassification: 
Non-drinkers include never, rare 
and former drinkers 

Many studies have counted former 
drinkers and occasional drinkers as 
abstainers. Some of these may have 
stopped drinking because of illness 
or medication use (sick quitters7), 
contaminating and elevating the ‘ab-
stainer’ CVD mortality.14 

A recent meta-analysis of 54 stud-
ies found just two CVD studies where 
never, rare and former drinkers were 
classified separately. Combined they 
lacked statistical power to show 
whether the association was linear or 
J-shaped.10 

‘Self-reported consumption [in-
cluding lifetime abstinence] may be 
inaccurate’ and broad consumption 
categories ‘could obscure or reduce 
effects at low levels of drinking’.14 

Young people: Linear relationship 
(not J-shaped curve) 

Cardioprotection cannot be demon-
strated in young people. Several 
studies suggest that before middle- 
age there is a linear dose-response 
mortality from alcohol.17–19 

Younger men are more likely to 
die from accidents or suicides, in-
creased at any level of alcohol con-
sumption.18 

Older people – changing drinking 
habits over time 

As people age they generally reduce 
alcohol consumption because of 
changes in body chemistry, ‘health 
reasons, disability, frailty and/or 
medication use’.10 Some are consist-
ent in their drinking pattern through-
out life, and others vary, making them 
difficult to classify.14 

Coronary artery calcification 

The more you drink, the more likely 
you are to have coronary calcifica-
tion, a strong predictor of CHD events. 

The Coronary Artery Risk Devel-
opment in Young Adults (CARDIA) 
Study followed 3037 participants for 
15 years, reaching an age range of 
33–45 years. Coronary calcification 
occurred in 8% of non-drinkers, 9% 
for 13–80g per week, 13% for 95– 
176g per week and 19% for more 
than 176g per week (p<0.001 for 
trend). In black men this was found 
to be a linear relationship and in 
other groups ‘there was a faint sug-
gestion of J-shaped relation’. They 
found calcification to be more com-
mon among binge drinkers, and pro-
posed ‘dysregulation of inflammatory 
cytokines associated with the “hango-
ver”’ as a potential explanation.20 

Pattern of drinking 

Binge drinkers appear to be at great-
est risk of CVD. In the CARDIA study 
the greater the degree of bingeing, 
the higher the risk of coronary cal-
cification.20 A study of 1641 Finnish 
men found no difference in CVD rates 
between those who drank 36g and 
those drinking 72g or alcohol per 
session, but heavier (binge) drinkers 
were much more likely to die if they 
suffered a myocardial infarction.21 
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Figure 1. J-shaped curve: alcohol-related relative risk of cardiovascular disease. 
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Northern Europe and the United 
States populations tend to drink heav-
ily on weekends. Mediterraneans tend 
to drink moderate amounts daily. 

Most studies do not separate regu-
lar heavy drinking from bingeing, lim-
iting the conclusions we can draw.14,22 

Non-cardiac diseases (and possible 
publication bias) 

CVD stands alone with its J-shaped 
curve. Corrao et al. are suspicious of 
this and suggest there may be a publi-
cation bias whereby contradicting stud-
ies have not been published.22,23 Their 
meta-analysis involving 50 000 patients 
demonstrated strong linear associations 
with alcohol and cancers of the oral 
cavity, oesophagus and larynx, hyper-
tension, liver cirrhosis, chronic pancrea-
titis, and injuries and violence. ‘Less 
strong direct relations were observed for 
cancers of the colon, rectum, liver and 
breast.’ In contrast, other research sug-
gests health benefits from moderate al-
cohol use in diabetes, obesity, cogni-
tive disorders and osteoporosis.24,25 

No randomised trials 

There have been no randomised tri-
als of alcohol consumption with any 
mortality endpoint.12 

Large scale randomised trials are 
unlikely to be done14 because of the 
huge cost, (potentially USD50m),4 and 
‘it is hard to imagine – at least in 
Italy or other Medi-
terranean countries – 
a controlled trial in 
which half of a large 
group of randomised 
wine-drinking per-
sons would give their 
informed consent to 
avoid wine for five 
years to assess 
whether the other 
half of the group continuing to drink 
would have a reduced chance of de-
veloping myocardial infarction[!].’26 

Alcohol appears to be 
cardioprotective 
What is the evidence supporting 
cardioprotection from alcohol? 

Biphasic nature of alcohol: the J- 
shaped curve 

Most recent epidemiological studies 
confirm the J-shaped curve (Fig-
ure 1)17,18,27,28 though some reviews 
have found a U-shaped curve with 
similar mortality rates for non-drink-
ers and heavy drinkers.18,26 Emberson, 
Shaper et al. found this even when 
they adjusted for levels of drinking 
over time: at five, 13, 17 and 20 years 
in 3706 men in the British Regional 
Heart Study.29 

Even after adjusting for many 
physical risk factors, ‘reported stud-
ies have been remarkably consistent 
in showing that moderate alcohol in-
take is strongly associated with lower 
risk of CVD and reduced total mor-
tality.’30 

In their meta-analysis, Corrao et 
al. found that high quality studies 
show less protective effect from 
drinking, but still found a J rather 
than U shaped correlation. Studies in 
the Mediterranean region tended to 
report a higher protective effect.22 

Biological plausibility 

Alcohol raises HDL by about eight to 
12% in moderate drinkers, account-
ing for half its possible benefit.31,32 
The Physicians’ Health study found 
that moderate drinkers homozygous 
for the slow-oxidizing alcohol dehy-
drogenase3 allele had higher HDL 

levels and reduced 
risk of myocardial 
infarction.33 

Cardioprotection 
from alcoholic 
drinks ‘has been at-
tributed to the direct 
effects of ethanol/ 
polyphenols on in-
creasing high-den-
sity lipoproteins, de-

creasing platelet aggregation, en-
hancing fibrinolytic activity by the 
upregulation of tissue plasminogen 
activator, decreasing fibrinogen and 
decreasing ischaemia-reperfusion 
injury’.34 

In vitro animal studies have shown 
that low doses of alcohol release ni-

tric oxide, relaxing endothelium and 
causing vasodilatation, but higher 
doses inhibit this relaxation and are 
associated with hypertension.35 

Beer vs wine vs spirits 
Overall, case-control, cohort and ani-
mal studies do not show any protec-
tive advantage for one alcoholic bev-
erage over another.36,37 

Red wine is popularly thought to 
offer most protection. The presence of 
skin and seeds during the fermenta-
tion gives red wine about 200mg of 
phenolics per glass compared with 
40mg from white wine.38 There is a 
wide variation depending on grape 
variety and method of processing.39–41 
In a study of 13 adults,42 red wine 
increased HDL more than white wine 
as well as decreasing total choles-
terol and LDL more effectively. 

Beer is as rich as red wine in 
polyphenols and contains more pro-
tein and B vitamins.43 A German 
study44 of 12 young adults found 
dealcoholised beer, beer and ethanol 
equally effective at inhibiting 
thrombogenesis. 

In a meta-analysis of 12 cohort 
and two case-control studies, 
Cleophas45 found any alcohol to be 
equally beneficial in reducing myo-
cardial infarction and ischaemic 
heart disease deaths. The Health Pro-
fessionals Follow-up Study46 found 
similar cardioprotection from all 
forms of alcohol regardless of 
whether it was consumed with food 
or not. 

Alcohol-related years of life lost 
(NZ) 
Connor et al.19 calculated alcohol- 
related conditions for the NZ popu-
lation. Average alcohol consumption 
and patterns of drinking in NZ were 
taken from eight published reports. 
Alcohol–disease relationships were 
established from NZ and international 
data. They found that Maori and non- 
Maori had similar average daily al-
cohol consumption. However Maori 
drank more in a typical session and 
suffered a higher burden of disease. 

Overall, case-control, 
cohort and animal 

studies do not show any 
protective advantage 

for one alcoholic 
beverage over another 
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They estimate that 3.9% (1037) of NZ 
deaths in 2000 were alcohol-related, 
mainly from car accidents and other 
injuries in younger people and men. 
The benefits of drinking were thought 
to be mainly from reduced CVD in 
elderly people, preventing 981 
deaths, leaving a net loss of 56 lives. 
Most deaths involved younger peo-
ple, resulting in a net loss of 12 000 
years of life. 

Other harms 
(In New Zealand 10g of alcohol is 
called a standard drink although 
some other countries use higher or 
lower definitions.5,13,37) One or two 
standard drinks a day may retard fe-
tal growth, and four or more stand-
ard drinks a day runs the risk of fe-
tal alcohol syndrome. The occasional 
drink during pregnancy may be safe, 
but this is not certain.37 

About 20% of NZ men and 10% 
of women report risky or dangerous 
drinking.47 Alcohol dependence is 
associated with hypertension, in-
creased risk of stroke, pancreatitis, 
fatty liver, alcoholic hepatitis and 
eventually cirrhosis and their seque-
lae.48 Two standard drinks daily in-
crease the risk of upper aerodigestive 
cancers.37 

An analysis of 53 studies involv-
ing 58 515 women with breast can-
cer49 found a 20% increase in breast 
cancer for 30g of alcohol consumed 
per day, but uncertainty on the risk 
of 10–20g per day. A Danish study 
of 473 women with breast cancer50 
found that two standard drinks or less 
per day appeared safe. A higher in-

take increased breast cancer. 
McDonald et al.51 studied 4575 women 
with breast cancer and found that less 
than seven standard drinks per week 
was safe. These studies looked at av-
erage consumption and acknowledge 
difficulty assessing patterns of drink-
ing. Controversy persists about rela-
tive risks pre- and 
post-menopausal, if 
alcohol is a breast 
cancer promoter 
rather than initiator, 
and if wine confers a 
greater risk than 
other drinks.37,50,51 

Conclusion 
Epidemiological 
studies cannot elimi-
nate confounding dif-
ferences between 
groups,1 and for reasons outlined 
earlier a controlled clinical trial is 
unlikely to be done.4 

Recent experience with HRT 
shows that observational data are not 
always confirmed by clinical trials. 
In an editorial on this topic, Ira 
Goldberg stated, ‘If alcohol were a 
newly discovered drug (instead of a 
drink dating back to the dawn of 
human history), we can be sure that 
no pharmaceutical company would 
develop it to prevent cardiovascular 
disease’.16 Preventive measures such 
as exercise and smoking cessation, 
reducing lipids and hypertension 
have been shown useful without the 
potential harms of alcohol.2,16 

Naimi et al. conclude that ‘the 
strength of the association between 

moderate drinking and CVD outcomes 
is modest relative to other risk fac-
tors.’12 And Jackson et al. noted ‘the 
potential for confounding’ account-
ing ‘for much of the protective asso-
ciation in lighter drinkers’.1 

Connor et al.19 concluded that cur-
rently there are no health benefits in 

consuming alcohol 
before middle age 
because of injuries 
that result to 
younger people. 

Of course some 
groups should not 
drink: those with a 
personal or strong 
family history of al-
cohol dependence, 
uncontrolled hyper-
tension, high triglyc-
eride levels, heart 

failure, liver disease, pancreatitis, 
pregnancy and the use of medications 
that interact with alcohol.4 

Advice to patients? Up to 20g of 
alcohol daily for women and 30g for 
men are unlikely to be harmful and 
might have some health benefits, in-
cluding cardioprotection. But should 
you encourage a non-drinker to start 
drinking moderately? We think the 
evidence isn’t strong enough. In the 
end it’s the patient’s choice. Cheers! 

Competing interests 
Graham Gulbransen declares he has 
no competing interests. 

Ross McCormick is a past mem-
ber of the Medical Advisory Group 
of the now defunct Beer Wine and 
Spirits Council of New Zealand. 

References 
1. Jackson R, Broad J, Connor J, Wells S. Alcohol and ischaemic 

heart disease: probably no free lunch. The Lancet 2005 3 De-
cember; 366. 

2. Britton A. How much and how often should we drink? Interpret 
with caution new evidence on frequency and amount of men’s 
drinking. BMJ 2006; 27 May; 332:1224-5. 

3. Pearl R. Alcohol and longevity. Reprint Edition 1981 by Arno 
Press Inc. ed. New York: Knopf; 1926. 

4. Wilson JF. Should doctors prescribe alcohol to adults? Ann 
Intern Med. 2003 21 Oct; 139(8): 711-714. 

5. Alcohol Advisory Council (ALAC). Low risk drinking. Drinking 
guidelines. 2005 [cited 2007 27 January]; Available from: http:/ 
/www.alac.org.nz/LowRiskDrinking.aspx 

6. Dying for a drink? Lancet 1987 28 November; 330(8570):1249- 
1250. 

7. Shaper AG, Wannamethee G, Walker M. Alcohol and mortality 
in British men: explaining the u-shaped curve. The Lancet 1988 
3 December; 332(8623):1267-1273. 

8. Fuchs FD, Chambless LE, Folsom AR, Eigenbrodt ML, Duncan 
BB, Gilbert A, et al. Association between alcoholic beverage 
consumption and incidence of coronary heart disease in Whites 
and Blacks. Am J Epidemiol. 2004; 160(5):466–474. 

9. Fillmore KM, Kerr WC, Bostrom A. Changes in drinking status, 
serious illness and mortality. J Stud Alcohol. 2003; 64:278-285. 

10. Fillmore KM, Kerr WC, Stockwell T, Chikritzhs T, Bostrom A. 
Moderate alcohol use and reduced mortality risk: Systematic 

Controversy persists 
about relative risks pre- 
and post-menopausal, 
if alcohol is a breast 

cancer promoter rather 
than initiator, and if 

wine confers a greater 
risk than other drinks 

Issues 



126 Volume 34 Number 2, April 2007 

error in prospective studies. Addiction Research and Theory. 
2006 April; 14(2):101–132. 

11. In: International Medical Advisory Group Conference, 2006 Oc-
tober; Copenhagen. 

12. Naimi TS, Brown DW, Brewer RD, Giles WH, Mensah G, Serdula 
MK, et al. Cardiovascular risk factors and confounders among 
nondrinking and moderate-drinking US adults. Am J Prev Med. 
2005 May; 28(4):369-373. 

13. Peele S, Brodsky A. Exploring psychological benefits associ-
ated with moderate alcohol use: a necessary corrective to assess-
ments of drinking outcomes? Drug Alcohol Depend. 2000 1 
Nov; 60(3):221-47. 

14. Connor J. The life and times of the J-shaped curve. Invited com-
mentary. Alcohol & Alcoholism 2006 7 October; 41(6):583-4. 

15. Tolstrup J, Jensen M, Tjonneland A, Overvad K, Mukamal KJ, 
Gronbaek M. Prospective study of alcohol drinking patterns and 
coronary heart disease in women and men. 2006 [cited 2007 19 
January]; Available from: BMJ, doi:10.1136/ 
bmj.38831.503113.7C 

16. Goldberg I. To drink or not to drink? N Engl J Med. 2003 9 Jan; 
348(2):163–164. 

17. Gronbaek M. Alcohol, type of alcohol, and all-cause and coronary 
heart disease mortality. Ann N Y Acad Sci. 2002; 957:16–20. 

18. Arndt V, Rothenbacher D, Krauledat R, Daniel, U, Brenner, H. 
Age, alcohol consumption, and all-cause mortality. Ann 
Epidemiol. 2004 November; 14(10):750-753. 

19. Connor J, Broad J, Rehm J, Vander Hoorn S, Jackson R. The 
burden of death, disease, and disability due to alcohol in New 
Zealand. N Z Med J. 2005 15 Apr; 118(1213). 

20. Pletcher MJ, Varosy P, Kiefe CI, Lewis CE, Sidney S, Hulley SB. 
Alcohol consumption, binge drinking, and early coronary cal-
cification: findings from the Coronary Artery Risk Develop-
ment in Young Adults (CARDIA) Study. Am J Epidemiol. 2005; 
161:423-433. 

21. Kauhanen J, Kaplan GA, Goldberg DE, Salonen JT. Beer binging 
and mortality: results from the Kuopio ischaemic heart disease 
risk factor study, a prospective population based study. BMJ. 
1997 4 October; 315(7112):846–851. 

22. Corrao G, Rubbiati L, Bagnardi V, Zambon A, Poikolainen K. 
Alcohol and coronary heart disease: a meta-analysis. Addiction. 
2000 October; 95(10):1505-1525. 

23. Corrao G, Bagnardi V, Zambon A, la Vecchia C. A meta-analysis 
of alcohol consumption and the risk of 15 diseases. Prev Med. 
2004; 38:613-619. 

24. Newswise. Daily moderate consumption of beer or other alcohol 
beverages may be healthy. 2006 [cited 2007 18 January]; Avail-
able from: http://www.newswise.com/articles/view/524633/ 

25. Jugdaohsingh R, Tucker KL, Qiao N, Cupples LA, Kiel DP, Powell 
JJ. Dietary silicon intake is positively associated with bone min-
eral density in men and premenopausal women of the 
Framingham Offspring cohort. J Bone Miner Res. 2004 Febru-
ary; 19(2):297-307. 

26. de Gaetano G, de Curtis A, di Castelnuovo A, Donati MB, Iacoviello 
L, Rotondo S. Antithrombotic effect of polyphenols in experi-
mental models. A mechanism of reduced vascular risk by moder-
ate wine consumption. Ann N Y Acad Sci. 2002; 957:174-188. 

27. Nielsen NR, Thygesen LC, Johansen D, Jensen G, Gronbaek M. 
The influence of duration of follow-up on the association be-
tween alcohol and cause-specific mortality in a prospective co-
hort study. Ann Epidemiol. 2005; 15:44-55. 

28. Klatsky AL. Alcohol and cardiovascular diseases. A historical 
review. Ann N Y Acad Sci. 2002; 957:7-15. 

29. Emberson JR, Shaper AG, Wannamethee SG, Morris RW, 
Whincup PH. Alcohol intake in middle age and risk of cardio-
vascular disease and mortality: accounting for intake variation 
over time. Am J Epidemiol. 2005; 161(9):856-863. 

30. Ellison RC, Rothman KJ, Zhang Y, Djousse L. Cardiovascular 
risk factors and confounding among nondrinking and moder-
ate-drinking US adults. Am J Prev Med. 2005; 29(3):243. 

31. Rimm EB, Williams P, Fosher K, Criqui M, Stampfer MJ. Moder-
ate alcohol intake and lower risk of coronary heart disease: 
meta-analysis of effects on lipids and haemostatic factors. BMJ. 
1999 11 Dec; 319:1523-28. 

32. Bohm M, Rosenkranz S, Laufs U. Alcohol and red wine: im-
pact on cardiovascular risk. Nephrol Dial Transplant. 2004; 
19(1):11-16. 

33. Hines LM, Stampfer MJ, Ma J, Gaziano JM, Ridker PM, 
Hankinson SE et al. Genetic variation in alcohol dehydrogenase 
and the beneficial effect of moderate alcohol consumption on 
myocardial infarction. N Engl J Med. 2001; 344:549-555. 

34. Parks DA, Booyse FM. Cardiovascular protection by alcohol 
and polyphenols. Role of nitric oxide. Ann N Y Acad Sci. 2002; 
957:115-121. 

35. Puddey IB, Zilkens RR, Croft KD, Beilin LJ. Alcohol and en-
dothelial function: a brief review. Clin Exp Pharmacol Physiol. 
2001 December; 28:1020-1024. 

36. German JB, Walzem RL. The health benefits of wine. Annu Rev 
Nutr. 2000; 20:561-593. 

37. Rimm EB, Temple NJ. What are the health implications of alco-
hol comsumption? In: Wilson T, Temple N, editors. Beverages in 
nutrition and health. Totowa: Humana Press; 2004. p21–30. 

38. Waterhouse AL. Wine phenolics. Ann N Y Acad Sci. 2002; 
957:21-36. 

39. Alvarez S, Zaobornyj T, Actis-Goretta L, Fraga CG, Boveris A. 
Polyphenols and red wine as peroxynitrite scavengers. A 
chemiluminescent assay. Ann N Y Acad Sci. 2002; 957:271-273. 

40. Valdez L, Actis-Goretta L, Boveris A. Polyphenols in red wines 
prevent NADH oxidation induced by peroxynitrite. Ann N Y 
Acad Sci. 2002; 957:274-278. 

41. Lotito SB, Renart ML, Fraga CG. Assessing the antioxidant 
capacity in the hydrophilic and lipophilic domains. Study of 
a sample of Argentine wines. Ann N Y Acad Sci. 2002; 
957:284-287. 

42. van Velden DP, Mansvelt EPG, Fourie E, Rossouw M, Marais AD. 
The cardioprotective effect of wine on human blood chemistry. 
Ann N Y Acad Sci. 2002; 957:337-340. 

43. Denke MA. Nutritional and health benefits of beer. Am J Med 
Sci. 2000; 320(5):320-26. 

44. Bassus S, Mahnel R, Scholz T, Wegert W, Westrup S, Kirchmaier 
CM. Effect of dealcoholized beer (Bitburger Drive) consumption 
on hemostasis in humans. Alcohol Clin Exp Res. 2004 May; 
28(5):786-91. 

45. Cleophas TJ. Wine, beer and spirits and the risk of myocardial 
infarction: a systematic review. Biomed Pharmacother. 1999 
October; 53(9):417-423. 

46. Mukamal KJ, Conigrave K, Mittleman MA, Camargo Jr CA, 
Stampfer MJ, Willett WC, et al. Roles of drinking pattern and 
type of alcohol consumed in coronary heart disease in men. N 
Engl J Med. 2003 9 Jan; 348(2):109-118. 

47. Lopatko O, McLean S, Saunders J, Young R, Robinson G, 
Conigrave K. Alcohol. In: Hulse G, White J, Cape G, editors. 
Management of alcohol and drug problems. South Melbourne: 
Oxford University Press; 2002. p158–211. 

48. McCormick R, Patton R. Problem alcoholic drinkers: detecting 
and intervening. NZFP 2005; 32(3):191–192. 

49. Collaborative Group on Hormonal Factors in Breast Cancer. Al-
cohol, tobacco and breast cancer – collaborative re-analysis of 
individual data from 53 epidemiological studies, including 58515 
women with breast cancer and 95067 without the disease. Br J 
Cancer 2002; 87:1234-1245. 

50. Petri AL, Tjonneland A, Gamborg M, Johansen D, Hoidrup S, 
Sorensen TI et al. Alcohol intake, type of beverage, and risk of 
breast cancer in pre- and postmenopausal women. Alcohol Clin 
Exp Res. 2004; 28(7):1084-90. 

51. McDonald JA, Mandel MG, Marchbanks PA, Folger SG, Daling 
JR, Ursin G et al. Alcohol exposure and breast cancer: results of 
the women’s contraceptive and reproductive experiences study. 
Cancer Epidemiol Biomarkers Prev. 2004 Dec; 13(12):2106–16. 

Issues 


