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Tea or coffee? A case study on evidence for dietary advice
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Abstract

The present paper explores the level of evidence required to justify giving dietary
advice to the public. There are important practical differences between the
development of public health nutrition guidelines and guidelines for clinical
practice. While the gold standard for evidence for clinical practice guidelines is a
meta-analysis of a number of randomised controlled trials, this is often unrealistic
and sometimes unethical for the evaluation of public health nutrition interven-
tions. Hence, epidemiological studies make up the bulk of evidence for nutrition
guidelines. Tea and coffee are an interesting case study in relation to this issue.
They are two of the most commonly consumed beverages worldwide, yet there is
little dietary advice on their use. The evidence for a relationship between coffee
or tea consumption and several diseases is discussed. The available studies,
predominantly epidemiological, together with animal and in wvitro studies,
indicate that coffee and tea are both safe beverages. However, tea is the healthier
option because it has a possible role in the prevention of several cancers and

CVD. While the evidence for such relationships is not strong, the public will Pgﬁxm:;ﬁﬁ
continue to drink both tea and coffee, and will continue to ask nutritionists to Evidence
make recommendations. It is therefore argued that advice should be given on the Tea
best available data, as waiting for complete data to become available could have Coffee

severe consequences for public health.

Everyone eats and drinks a variety of foods and beverages
each day. The reasons for food choice are multiple,
including culture, individual preference, cost, availability
and the influence of advertising, as well as dietary advice
from a variety of experts”. Every day the public receives
dietary advice from many sources, both reliable and
unreliable, making it difficult to decide what is appro-
priate advice. Complete data on the intake of a particular
food or dietary pattern in relation to health benefits or
risks can take decades to emerge. Even then the data may
not reach the level of evidence usually required for
therapeutic interventions. Just how much evidence is
sufficient to make public health guidelines? Tea and
coffee present an interesting case study in regard to this
issue.

Although tea and coffee are two of the beverages most
commonly consumed, little dietary advice on their con-
sumption exists>. Evidence has suggested that tea may
play a role in the prevention of several cancers and CVD.
As these are two of the largest causes of morbidity and
mortality in the world®, waiting for complete data to
become available before providing information to the
public could result in unnecessary morbidity and mor-
tality. The present paper examines the existing evidence,
predominantly from epidemiological studies, on the
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relationship between coffee, tea and several chronic
health conditions. It also considers whether evidence
is currently sufficient to make any level of dietary
recommendations.

Making dietary guidelines: how much evidence
is required?

The objective of public health nutrition is to optimise
longevity and health for the individual and diet is an
extremely important determinant of health®”. Chronic
diseases, by definition, have a long natural history, taking
decades to develop and are likely to be multi-factorial in
causation”. This complicates nutritional epidemiology,
and different approaches have been advocated for
obtaining evidence on nutrition. The epidemiological or
bottom-up approach, followed by most mainstream
nutritional epidemiologists, involves studying particular
diseases and then finding common elements within diets
that increase or decrease their risk”. The ecological or
top-down approach instead uses the experience of
different cultures whose diets appear to protect against
morbidity and mortality™. This latter approach has
been advocated by experts® to illustrate the apparent
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advantages of the Mediterranean and Japanese diets with
regard to CHD"’. Both approaches have strengths
and weaknesses, so combining evidence may have
considerable advantages.

Evidence on the optimal diet for longevity and health is
most often communicated to the public through dietary
guidelines™”. The process of development of these
guidelines is sophisticated, with an increasing amount of
scientific evidence required to justify decisions®. Several
classifications of the hierarchies of evidence have been
developed; for example, by the Australian National
Health and Medical Research Council (NHMRCO)® (see
Table 1). The gold standard for all systems is a meta-
analysis or pooled analysis of data from a number of
randomised controlled trials (RCT)®. However, epide-
miological studies make up the bulk of evidence for
nutritional guidelines and these are usually classified as
Level IIT evidence, including cohort, case—control and
comparative ecological studies with historical controls®.
Although these study designs have some inherent errors,
they can provide helpful evidence of a likely role of diet
in affecting health?.

The NHMRC states: ‘A decision should be made about
what is feasible and appropriate in a given situation and
the extent to which reasonable standards have been met
by the available body of evidence®. There are important
practical differences between the development of public
health nutrition guidelines and guidelines for clinical
practice™. Since everyone eats every day, the option of no
treatment (or no advice) is not available. Consideration
must then be given to the level of evidence required to
justify action in the context of dietary advice'”. Achieving
the NHMRC’s highest standard is typically unrealistic
and inappropriate in the field of nutrition. RCT fre-
quently cannot be applied to evaluate public health
interventions; it would either be unethical or impractical
to randomise or use controls due to difficulty in blinding
or the length of time required**'®. Cost is usually

Table 1 National Health and Medical Research Council levels of
evidence for clinical practice guidelines®

| Evidence obtained from a systematic review of all relevant
randomised controlled trials

1] Evidence obtained from at least one properly designed
randomised controlled trial

-1 Evidence obtained from well-designed pseudo randomised
controlled trials (alternate allocation or some other
method)

-2 Evidence obtained from comparative studies (including
systematic reviews of such studies) with concurrent
controls and allocation not randomised, cohort studies,
case—control studies, or interrupted time series with a
control group

111-3 Evidence obtained from comparative studies with historical
control, two or more single-arm studies, or interrupted time
series without a parallel control group

\% Evidence obtained from case series, either post-test or
pre-test/post-test
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substantial, and sometimes prohibitive, in public health
RCT'Y. Consequently, observational studies or short-
term interventions using biomarkers or interim end points,
together with ecological studies, must be utilised”. This
situation is not perfect, yet waiting for complete data to
become available could deprive the public of health
benefits. Nutritionists are obliged to make dietary
recommendations based on the best evidence available.

Case study: tea and coffee

There has been considerable interest in researching the
health effects of tea and coffee. The majority of evidence
comes from epidemiological studies, backed up by
animal studies, in wvitro studies and some short-term
human interventions using biomarkers or other interim
end points. The PubMed database was searched for sys-
tematic and other reviews of epidemiological studies, using
the keywords ‘tea’ + selected disease, such as ‘colorectal
cancer’ and ‘cardiovascular disease’, and similarly for
‘coffee’ + selected disease. Studies published in English
since the year 2000 were included and full text copies
of the papers were obtained. A total of 58 published
reviews were obtained. Studies in the reviews were then
tabulated, after which PubMed was searched again for
additional epidemiological studies. Tables 2 and 3 sum-
marise studies for coffee and tea, respectively. A full list of
references can be provided upon request. A method
employed by the World Cancer Research Fund'? to rate
the level of current evidence for foods and cancer
prevention was adopted. The objective was to assess
whether the evidence is convincing, probable, possible
or insufficient that coffee or tea decreases risk, has no
relationship to, or increases risk of a particular disease.
Tables 4 and 5 list the level of evidence for coffee and tea,
respectively, and particular diseases.

Coffee: effects on bealth

Cancers

Coffee has been suspected of increasing the risk of several
cancers but this has not been confirmed by further
research. Two reviews on coffee consumption and breast
cancer reported that studies consistently showed no
relationship'*'®. From the thirty-four studies identified,
evidence that the consumption of coffee has no rela-
tionship with breast cancer risk is convincing.

While an early pooled analysis of eight studies
on pancreatic cancer reported an OR of 14 (95% CI 1-1,
1-8) for high » low consumption” subsequent
reviews 12131310 and a total of forty-five studies located
indicated coffee could not be identified as a risk factor.
The majority of evidence from two reviews of coffee and

(1317 and a total of seventeen studies also
(12,18)

ovarian cancer
reported no association. In addition, two reviews
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Table 2 Number of reviews and epidemiological studies on coffee and selected diseases

Reviews Total
(epidemiological epidemiological
Disease studies) Cohort ~ Case—control  Cross-sectional studies
Cancers
Breast cancer 2 9 25 0 34
Pancreatic cancer 5 14 31 0 45
Ovarian cancer 2 2 15 0 17
Renal cancer 2 3 13 0 16
Thyroid 1 0 12 0 12
Prostate 2 8 8 0 16
Urinary tract cancer 7 10 78 0 88
Colorectal 4 14 35 0 49
CVD >100*
Other conditions
Type 2 diabetes 5 16 0 11 27
Parkinson’s disease 2 8 12 0 20
Liver cirrhosis 0 4 3 0 7
Reproductive 24 >100*
adversities
Bone health 1 13 5 22 40
Gallstones 0 3 7 2 12
Rheumatoid arthritis 0 4 2 1 7
*For conditions with over 100 epidemiological studies, the number of studies was not counted.
Table 3 Number of reviews and epidemiological studies on tea and selected diseases
Reviews Total
(epidemiological epidemiological
Disease (tea type) studies) Cohort Case—control  Cross-sectional studies
Cancers
Gastric (green) 3 6 19 2 27
Gastric (black) 1 3 16 0 19
Colorectal (green) 5 3 6 0 9
Colorectal (black) 3 6 15 0 21
Breast (green) 3 4 5 0 9
Breast (black) 2 7 10 0 17
Ovarian 1 3 8 0 11
Prostate 6 5 6 0 11
Lung 2 5 10 0 15
Urinary tract/bladder 4 31 8 0 39
Thyroid 1 0 10 0 10
Oesophagus 2 21 3 0 24
CVD
CHD 9 2 1 12
Myocardial infarction 3 8 0 11
Stroke 5 1 1 7

and a total of sixteen studies located on renal cancer, a
pooled analysis of nine case—control studies on thyroid
cancer™, and two reviews???” and a total of sixteen
studies on prostate cancer, all showed no substantial
associations. On the basis of currently available evidence,
coffee consumption probably has no relationship with
the risk of pancreatic, ovarian, renal, thyroid or prostate
cancer.

However, seven reviews located on urinary tract or
bladder cancer reported possible slight increased risks
with coffee consumption'#3#172> While two systematic
reviews calculated increased risks of approximately
20%%¥ and 26 %>, a European-based review found an
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increased risk only for drinkers of 10 cups or more per
d®?. Despite the large number (eighty-eight) of studies
located, evidence only suggested a possible slightly
increased risk at high levels of consumption. Moreover,
the majority of animal studies have shown no carcino-
genic effects for coffee®. Moderate consumption of
coffee probably has no relationship with the risk of
urinary tract or bladder cancer.

On the other hand, four reviews of coffee and
colorectal cancer suggested a possible protective
effect1?13272% " A meta-analysis of twelve case—control
studies reported a pooled relative risk (RR) of 0-72 (95%
CI 0-61, 0-84) for high 2. low coffee consumption*”.
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Table 4 Amount of evidence for coffee and selected conditions

Evidence Decreases risk No relationship Increases risk

Breast cancer
Pancreatic cancer
Ovarian cancer

Renal cancer

Thyroid cancer

Prostate cancer

Urinary tract/bladder cancer
CvD

Reproductive adversities
Bone health

Gallstones

Rheumatoid arthritis

Convincing
Probable

Colorectal cancer
Type 2 diabetes
Parkinson’s disease
Liver cirrhosis

Possible

Insufficient

Table 5 Amount of evidence for tea and selected conditions

Evidence Decreases risk No relationship Increases risk
Convincing
Probable Urinary tract/bladder cancer (tea)
Thyroid cancer (tea)
Oesophageal cancer (tea)
Possible Gastric cancer (green tea) Gastric cancer (black tea)
Colorectal cancer (green tea) Colorectal cancer (black tea)
Breast cancer (green tea) Breast cancer (black tea)
Prostate cancer (tea) Ovarian cancer (black tea)
CVD (tea) Lung cancer (tea)
Ovarian cancer (green tea)
Insufficient

Among a total of forty-nine studies identified, the majority
of case—control studies suggested an inverse association
but the pattern of risk in cohort studies was unclear.
Another review of five cohort studies did not support
a protective effect®.  Several plausible biological
mechanisms have been proposed, including reduction of
cholesterol, bile acid and neutral sterol secretion into the
colon, increased colonic motility, antioxidant properties
of coffee®™ 3V and reduction of the genotoxicity of
several carcinogens by coffee components®®. Animal
studies also provide some support®®. The evidence
suggests that coffee consumption is possibly related to a
decreased risk of colorectal cancer.

CVD

Intake of coffee has been suspected as a risk factor for
CVD. A recent review concluded that no clear association
between coffee and the risk of hypertension, myocardial
infarction or other CVD could be demonstrated in
epidemiological studies
have explored only the short-term effects of coffee
consumption on precursors of CVD. Two meta-analyses
of RCT on blood pressure®**> agreed that coffee con-
sumption can increase blood pressure slightly. Another

. Human intervention studies
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meta-analysis of fourteen intervention trials showed a
significant dose—response relationship between coffee
consumption and total or LDL cholesterol levels®®.
Although coffee consumption can have acute effects on
precursors of CVD, overall, research so far has indicated
that moderate coffee intake is probably not associated
with increased risk of CVD®*37:39),

Other conditions

The influence of coffee on risk of type 2 diabetes is a
relatively new area of research, where five recent reviews
have indicated a protective effect®” 372 A systematic
review of nine cohort and seven cross-sectional studies
reported an RR of 0-65 (95% CI 0-54, 0-78) for the highest
v. the lowest category of coffee consumption®®”. One
cohort study® and subsequent review " indicated that
the protective effect may be linked to possible weight loss
properties of coffee. While results from mechanistic
studies in animals have been inconsistent, possible
mechanisms for the effect of coffee components on
glucose metabolism have been demonstrated. These
include contributing to the in vitro antioxidant capacity
of the diet™”] reduction in glucose concentrations”
and increase in insulin sensitivity ™| inhibition of glucose
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absorption in the intestine®” and benefits for lipid

oxidation™.  Short-term human intervention studies
have not shown positive effects on glucose metabo-
lism“7%972 but these results cannot be extrapolated to
long-term effects. Coffee consumption may possibly
decrease the risk of type 2 diabetes.

A role for coffee in the prevention of Parkinson’s
disease is still being debated. A systematic review of
thirteen studies” reported an overall RR of 0-69 (95 % CI
0-59, 0-80) for coffee v. non-coffee drinkers. Of seven
additional studies, most demonstrated inverse associa-
tions in some groups. However, a biologically plausible
mechanism for the role of coffee is currently unavail-
able®® | so that the evidence for a preventive effect can
only be rated as possible.

Epidemiological studies have reported a reduced
incidence or mortality for liver cirrhosis with coffee
consumption®. This has been linked to coffee’s effect
on lowering y-glutamyltransferase (GGT) levels, an indi-
cator of cirrhosis risk. However, RCT have shown only
slight or no depression of GGT levels by coffee®®>. Based
on the limited data, it appears possible that coffee con-
sumption is related to a reduced risk of liver cirrhosis.

About twenty-five reviews exist on coffee/caffeine and
the risk of unfavourable reproductive outcomes. A review
of sixty-eight studies®® and a systematic review of
congenital abnormalities®” concluded that no convin-
cing evidence has been presented which shows caffeine
can increase the risk of any reproductive adversity.
Nevertheless, an intake of less than 300 mg caffeine/d for
pregnant women was recommended as a precaution®® .
Another review of thirty-two studies on caffeine and bone
health also concluded ‘no evidence that caffeine has any
harmful effect on bone status or on the calcium economy
in individuals who ingest the currently recommended
daily allowances of calcium’®”. Therefore, coffee consum-
ption probably has no relationship with reproductive
adversities or bone health.

Finally, coffee has been linked to increased risk of
gallstones and rheumatoid arthritis. Data are sparse, but
from twelve studies identified on gallstones and six
on rheumatoid arthritis, there appears no associa-
tion between coffee consumption and gallstones or
rheumatoid arthritis.

Tea: effects on bealth

Of the total tea produced and consumed, 78% is black,
20% green and less than 2% oolong®”. Black tea is
consumed primarily in Western countries while green tea
is drunk mainly in China, Japan, India and a few countries
in North Africa and the Middle East®”. Epidemiological
and laboratory evidence is emerging to support early
ecological observations that tea drinking may be inversely
associated with chronic diseases®’ ™. Tea contains

various potentially protective compounds such as
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polyphenols, and much of the effect is attributed to cate-
chins in green tea, especially epigallocatechin-3-gallate
(EGCG), and theaflavins and thearubigins in black tea®".

Cancers

Epidemiological evidence. Green and black teas have
been studied separately for gastrointestinal cancers. A
systematic review on gastric cancer suggested a protective
effect of green tea on precursors of adenocarcinoma but
no clear epidemiological evidence for a protective role in
gastric cancer®. Of twelve additional studies identified,
nine showed some decrease in risk with consumption of
green tea and almost all experimental studies have
demonstrated inhibitory effects on gastrointestinal carci-
nogenesis((’S). From twenty-seven studies, green tea
appears to be related to a reduced risk of gastric cancer.
A review of gastric cancer and black tea consumption®’
and subsequent studies have mostly reported no asso-
ciation. From nineteen studies, black tea possibly has no
relationship with gastric cancer.

Four reviews have examined the relationship between
green and/or black tea consumption and risk of colorectal
cancer, and concluded there is inconsistent evidence for a
protective effect from either tea type?*2%°
a systematic review of eight studies on green tea reported
an OR of 0-82 (95% CI 069, 0-98)°® and other individual
studies on green tea have indicated chemopreventive
effects’®~"®. From nine studies, green tea consumption is
possibly related to a decreased risk of colorectal cancer,
while black tea consumption possibly has no relationship
with colorectal cancer based on twenty-one studies.

A systematic review of seven studies on green tea and
breast cancer incidence reported a pooled RR of 0-89
(95% CI 0-71, 1-10) for consumption of 5 cups or more
per d7%. A meta-analysis of four studies also reported an
approximate 20% risk reduction with high consump-
tion®®. From nine studies, it is possible that intake of
green tea is associated with a decreased risk of breast
cancer. One meta-analysis'”> and the majority of the
seventeen studies concerning black tea and breast cancer
reported no association, suggesting that black tea may
have no relationship with breast cancer risk. Epidemio-
logical studies on tea and ovarian cancer have generated
inconsistent results”®. However, a recent case—control
and follow-up study reported a protective effect of green
tea on both ovarian cancer risk and survival rates among
Chinese women”>””. Most other studies conducted in
populations drinking black tea showed no significant
effect. From eleven studies, black tea possibly has no
association with ovarian cancer risk whereas green tea
consumption possibly decreases risk. Six reviews
addressing tea and prostate cancer agreed that epide-
miological evidence was not conclusive, but green tea
could possibly afford chemopreventive effects!#02755D
Of eleven studies identified, two case—control®*®® and

6,67, However,
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a cohort study® have shown a reduced risk. Therefore,
tea consumption can possibly reduce the risk of prostate
cancer.

There are several potential explanations for the more
promising results for green tea than black tea. These
include the higher catechin content of green tea and
higher level of antioxidant activity®”, consumption of
higher volumes of green tea, as well as confounding
factors and the small number of published studies.

Other cancers investigated have shown inconsistent
results. From fifteen studies on lung cancer, four
reviews1223%589 and a total of thirty-nine studies on
urinary tract/bladder cancer, and a pooled analysis of
nine case—control studies on thyroid cancer™”, the
consumption of tea (black or green) does not appear to
lower the risk of lung, urinary tract/bladder or thyroid
cancer. Some studies on tea consumption and oesopha-
geal cancer even reported a possible increased risk with
the consumption of very hot beverages. From twenty-four
studies, tea consumption at normal temperatures
probably has no relationship with the risk of oesophageal
cancer.

Animal and in vitro evidence. While epidemiological
studies have yielded somewhat inconsistent results, quite
strong evidence for cancer prevention has emerged from
animal and in vitro cell culture studies, especially for
green tea®>%78® The majority have shown a protective
effect at organ sites including the gastrointestinal tract,
oral cavity, lung, oesophagus, skin, liver, pancreas,
bladder, mammary gland and prostate®”. The antioxidant
property of tea polyphenols is the most researched cancer
preventive mechanism®”. Antioxidants protect cells
against the damaging effects of reactive oxygen spe-
cies®™. Animal studies have shown that tea catechins
increase total plasma antioxidant activity(90’91). Tea cate-
chins also increase the activity of several detoxifying and
antioxidant enzymes that can metabolise carcinogens in
the body into inactive products®**?. Moreover, both
EGCG and theaflavins in tea can induce apoptosis®>“?
and cell cycle arrest®”. Other in vitro models have
shown that tea catechins can inhibit signal transduction
pathways mediated by epidermal growth factor and
platelet-derived growth factor, favourably affecting
angiogenesis(%).

CcVD

Epidemiological evidence. Two reviews on the rela-
tionship between tea consumption and CVD concluded
that evidence was inconsistent®®®”. A meta-analysis of
ten cohort and seven case—control studies examined
stroke, myocardial infarction, CHD and tea®®. The results
for stroke and CHD were heterogeneous, but the inci-
dence rate of myocardial infarction could decrease by
11% with an increase in tea consumption of 3 cups/d.
Subsequent prospective cohort studies have suggested
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inverse associations with general CVD®?| mortality'*,

myocardial  infarction’®” and  important vascular
192 Evidence has also emerged from a meta-
analysis of seven cohort studies of flavonol intake (largely
but not exclusively from tea), reporting a reduced risk
of CHD mortality with higher consumption**®. Although
the majority of studies have been conducted in popula-
tions drinking black tea, positive findings are emerging
for green tea. For example, the two existing studies on
green tea and stroke have both shown protective
effects19%19% 1n addition, tea consumption has been
inversely associated with precursors of CVD including
atherosclerosis 1% and hypertension'?7~1%%.

Other evidence. Considerable evidence exists from

events

short-term human intervention, animal and in wvitro
studies that tea consumption could reduce the risk of
contributing factors for CVD including hypertension,
atherosclerosis and thrombogenesis. Although biological
mechanisms for these effects are not completely under-
stood, tea has been shown to affect homocysteine,
cholesterol, atherogenesis, inhibit LDL-cholesterol oxi-
dation™ ! and improve the vascular epithelium %%
A review of seventeen human clinical trials reported that
tea flavonoids significantly increase the antioxidant
capacity of the blood and protect DNA from oxidative
damage™?®. Furthermore, animal evidence for the
positive effects of tea is more consistent than human
evidence"'?,

Other conditions

Finally, it has been suggested that tea consumption
protects  against  tooth cavities'?  and  kidney
stones 1> improves immune function™”, and may
play a protective role in osteoarthritis"'” and rheumatoid
arthritis™'®. However, only preliminary evidence is

available so that further research is required.

Discussion

In summary, although coffee has been suspected of
having a variety of adverse effects, research has con-
firmed that moderate consumption is safe. While potential
positive effects of coffee on other conditions are being
investigated, the evidence is currently weak. Tea, on the
other hand, is a safe beverage that potentially plays a role
in the prevention of several cancers and CVD. Evidence
from epidemiological studies is not yet conclusive but
when animal evidence is considered, especially for green
tea, a role for tea in chronic disease prevention looks
increasingly promising.

Coffee and tea are both consumed in most countries'® .
Worldwide, approximately three cups of tea are drunk for
every cup of coffee. Between 1994 and 1996, 76-6% of tea
consumption took place in developing countries with tea
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drinking dominating throughout Asia, the former Soviet
Union and Africa. In contrast, 71-5 % of coffee consumption
took place in developed countries”. For example, the
apparent per capita consumption of coffee by Australians
increased from 0-3kg in 1938-39 to 2-4kg in the year
ending June 1999. Meanwhile, tea consumption decreased
from 3-1kg to 0-9kg over the same period'”.

World trends indicate that beverage consumption is
moving away from the potentially healthier choice of tea
towards coffee. Current dietary guidelines around the
world make little mention of tea and coffee; conse-
quently, the public is not receiving the best available
advice on beverage consumption.

In light of the evidence, we are currently able to state
that moderate consumption of both coffee and tea is safe.
However, the current evidence on protective effects
would not be regarded as strong enough to make
recommendations for usage of either coffee or tea if the
standards of a therapeutic substance were applied. But
what if the question is posed in the way that members of
the general public ask nutritionists? ‘Should I drink coffee
or tea?” ‘Which is better for me?’ If nutritionists are asked
to recommend one or the other, we believe the evidence
supports recommending tea as a healthy beverage and a
better choice than coffee.

In considering whether it is appropriate to make
guidelines on tea and coffee, principles underlying
nutrition guidelines must be taken into account. All proposed
health effects of tea are biologically plausible™'*”. The
recommendation is neither inconsistent with previous
public health advice” nor requires any major deviation
from the norm“*!*”. Recommending tea consumption is
also conservative, with the near absence of risk, and
is compatible with one of the traditional principles of
medicine, often ascribed to Hippocrates: ‘First do no
harm’.

The main concern about recommending tea and stating
coffee as a safe beverage involves the effects of caffeine.
In making guidelines, safe limits must be considered.
Based on data reviewed by Nawrot et al®®, an intake of
caffeine at a dose level up to 400 mg/d (equivalent to
6 mg/kg body weight per d in a person weighing 65 kg) is
not associated with any adverse effect in healthy adults.
Using average values for caffeine content presented in
Table 6%, this is equivalent to approximately 4-5 cups
of coffee daily or 13 cups of tea (in the absence of other
caffeine-containing items). However, such limits should
be adjusted for atrisk groups. In the absence of
conclusive data, pregnant women or those planning to
become pregnant should limit caffeine intake to less
than 300 mg/d (4-6 mg/kg body weight per d in a 65kg
person) and children to an upper intake of 2-5mg/kg
body weight per d°%.

Dietary recommendations are most useful when
quantified'®. Although we are able to quantify safe
limits for intake of tea and coffee, current evidence is
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Table 6 Standard values for caffeine content of tea and coffee('2"

Caffeine content

(mg/150 ml)

Coffee

Ground roasted (percolated) 85

Instant 60

Decaffeinated 3
Tea

Bagged 30

Leaf 30

Instant 20

insufficient to quantify levels of tea intake necessary for
potential health benefits. Epidemiological studies often
do not collect data regarding tea preparation and type of
tea consumed. Even though some evidence indicates
green tea may have greater benefits than black tea,
recommendations regarding type of tea cannot be made.
The evidence for tea and coffee does not achieve
the NHMRC’s standards for clinical practice guidelines.
The impracticality and high cost of conducting long-term
RCT means, realistically, that evidence will not reach this
level any time in the near future. Evaluation of evidence
for therapeutic and preventive measures should follow
separate guidelines®. People worldwide will continue to
drink tea and coffee, so that professional nutritionists
must offer advice on the best available evidence rather
than waiting until higher levels of evidence become
available.

Conclusion

Tea and coffee are consumed by millions of people
around the world every day. However, little dietary
advice exists on the consumption of these beverages.
Current evidence on the health effects of tea and coffee
does not meet the NHMRC’s level for clinical practice
guidelines®®. Nevertheless, evidence indicates that coffee
is a safe beverage, while tea consumption is possibly
protective against several cancers and CVD. Worldwide,
consumption of tea is decreasing whereas coffee is
increasing. In light of the evidence, nutritionists should
advocate tea as part of a healthy diet and as a superior
choice to coffee despite the fact that levels of intake
cannot currently be recommended. The answer to our
title question: we would like tea please.
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