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Abstract
Epidemiological studies have demonstrated inconsistent associations between tea consumption and mortality of all cancers, CVD and all causes.
To obtain quantitative overall estimates, we conducted a dose–response meta-analysis of prospective cohort studies. A literature search in PubMed
and Embase up to April 2015 was conducted for all relevant papers published. Random-effects models were used to calculate pooled relative risks
(RR) with 95 % CI. In eighteen prospective studies, there were 12 221, 11 306 and 55 528 deaths from all cancers, CVD and all causes, respectively.
For all cancer mortality, the summary RR for the highest v. lowest category of green tea and black tea consumption were 1·06 (95 % CI 0·98, 1·15)
and 0·79 (95 % CI 0·65, 0·97), respectively. For CVD mortality, the summary RR for the highest v. lowest category of green tea and black tea
consumption were 0·67 (95 % CI 0·46, 0·96) and 0·88 (95 % CI 0·77, 1·01), respectively. For all-cause mortality, the summary RR for the highest v.
lowest category of green tea and black tea consumption were 0·80 (95 % CI 0·68, 0·93) and 0·90 (95 % CI 0·83, 0·98), respectively. The dose–
response analysis indicated that one cup per d increment of green tea consumption was associated with 5 % lower risk of CVD mortality and with
4 % lower risk of all-cause mortality. Green tea consumption was signiﬁcantly inversely associated with CVD and all-cause mortality, whereas black
tea consumption was signiﬁcantly inversely associated with all cancer and all-cause mortality.
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Cancer and CVD are two of the most common leading causes
of mortality worldwide. According to the World Health
Organization(1), cancer and CVD accounted for 8·2 and 17·5
million deaths worldwide in 2012, representing 15 and 31 % of
all global deaths, respectively. Over the past few decades,
dietary factors were postulated to play an important role in the
prevention of various degenerative diseases. Tea, the second
most popular beverage around the world, was reported to be
protective against cancer and CVD(2,3).
It is generally believed that the anti-cancer effects of tea are
attributed to its abundant polyphenols. The main anti-cancer
mechanisms of tea polyphenols include promotion of antioxidant activity, inhibition of NF-κB and AP-1, regulation of the
cell cycle, inhibition of receptor tyrosine kinase pathways,
control of epigenetic modiﬁcations and modulation of the
immune system(4). It has been proved that an increased level of
plasma cholesterol is a major risk factor for CVD. Tea and its
polyphenols could lower plasma cholesterol levels by increasing the expression of LDL and reducing the oxidisation of
LDL(5,6). It has also been suggested that tea can inhibit the
process of atherosclerosis by removing reactive oxygen species,
inducing hypolipaemia and decreasing antiﬁbrinolysis(7).

In general, tea and its polyphenols could be effective dietary
factors for the prevention of cancer and CVD.
However, results from observational studies have been
inconsistent. To date, we identiﬁed eighteen cohort studies
investigating the associations between tea consumption and
mortality of all cancers, CVD and all causes(8–25). Among them,
one study(23) suggested an inverse association between tea
consumption and mortality of all cancers, whereas another
seven studies suggested a null association(9,11,13,14,18,24,25).
Similarly, conclusions from the studies that investigated the
association between tea consumption and mortality from CVD
and all causes were inconsistent.
Although a signiﬁcant number of meta-analyses have been
carried out to investigate the relationship between tea consumption and cancer and CVD in recent years, they mainly
focused on individual cancers or speciﬁc types of CVD. The
outcome of the studies, included in these meta-analyses, was
primarily risk of incidence, but not mortality. Several questions
are still unanswered – for example, whether the associations
remain consistent when it comes to mortality of all cancers, all
CVD and all causes, compared with morbidity of individual
cancers or speciﬁc types of CVD. Therefore, it is necessary to
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conduct a meta-analysis with cohort studies using mortality as
the outcome. The objective of the present study was to investigate the association between tea consumption and mortality of
all cancers, CVD and all causes. In addition, a dose–response
analysis was carried out to determine trend estimation, and subgroup analyses were carried out to examine sources of
heterogeneity.

Methods
Selection of studies
Our report followed the Meta-analysis Of Observational Studies
in Epidemiology Guidelines(26). PubMed and Embase were
searched for all relevant papers published in English from
1 January 1966 to 10 April 2015 and from 1 January 1974 to
10 April 2015, respectively. The search terms included ‘tea’
(or ‘coffee’ or ‘beverage’ or ‘beverages’ or ‘dietary habits’ or
‘ﬂavonols’ or ‘ﬂavonoids’ or ‘caffeine’ or ‘catechin’); ‘all cancers’
(or ‘cancer’ or ‘carcinoma’ or ‘carcinomas’ or ‘neoplasm’ or
‘neoplasms’ or ‘oral cancer’ or ‘breast cancer’ or ‘liver cancer’
or ‘pancreatic cancer’ or ‘stomach cancer’ or ‘gastric cancer’ or
‘colon cancer’ or ‘rectal cancer’ or ‘colorectal cancer’ or ‘prostate
cancer’); ‘cardiovascular disease’ (or ‘CVD’ or ‘all cardiovascular
diseases’ or ‘all CVDs’ or ‘vascular disease’ or ‘vascular event’ or
‘coronary heart disease’ or ‘CHD’ or ‘angina’ or ‘ischemic heart
disease’ or ‘IHD’ or ‘myocardial ischemia’ or ‘myocardial
infarction’ or ‘MI’ or ‘coronary artery disease’ or ‘atherosclerosis’);
‘all-cause’ (or ‘all causes’ or ‘overall’ or ‘total’); ‘prospective’
(or ‘cohort’ or ‘nest case control’ or ‘nest case-control studies’);
and ‘mortality’ (or ‘risk’ or ‘incedence’ or ‘morbidity’). The
complete details of the search strategy are shown in the online
Supplementary Methods. The search was restricted to human
studies. Furthermore, references from the retrieved articles were
reviewed to identify potential bibliographies.
The search was conducted by two of the authors (J. T. and
J. Z.) independently, and discrepancies were resolved through
group discussion. Included studies were required to meet the
following criteria: (a) studies used a prospective observational
design (prospective cohort or nested case–control study);
(b) risk estimates (hazard ratio (HR) or RR) with their corresponding 95 % CI of mortality rate for each category of tea
consumption were available; and (c) the most recent and
complete study was included if cohorts were duplicated. The
exclusion criteria were as follows: (a) case–control or intervention studies; (b) the outcome was risk of incidence, not
mortality; (c) the detailed risk estimates were not reported;
(d) studies only investigated individual cancers, but did not
report mortality of all cancers; and (e) studies only investigated
speciﬁc types of CVD such as CHD and stroke, but did not
report overall CVD mortality.

Data extraction
We collected the following data from the included studies: ﬁrst
author’s name, year of publication, study region, age of
subjects, duration of follow-up, sex, sample size, type of tea
consumed, number of events for each tea consumption

category, adjusted covariates, methods of dietary assessment
and HR or RR with their 95 % CI for mortality of all cancers, CVD
and all causes.
Quality assessment was conducted according to the
Newcastle–Ottawa criteria for non-randomised studies(27). A
maximum of 9 points was assigned to each study: 4 for selection, 2 for comparability and 3 for assessment of outcomes for
cohort study. Comparability was assessed based on the adjustment of age and BMI; 10 years or above was considered to be
the adequate length of follow-up, and 80 % response rate was
considered to be adequate. We regarded scores of 0–3, 4–6 and
7–9 as low, moderate and high quality, respectively.

Statistical analysis
RR was considered as the common risk estimate for the
associations between tea consumption and mortality. HR was
treated as RR directly. RR from each study was transformed to its
natural logarithm, and the 95 % CI was used to calculate the
corresponding standard error. As different studies might report
different exposure categories, we used the study-speciﬁc RR for
the highest v. lowest category of tea consumption in this
meta-analysis. Dersimonian and Laird random-effects model,
which takes variation both within and between studies into
consideration, was used to combine the RR and they were
weighted by the inverse of their variance.
Dose–response analysis was carried out according to Greenland and Longnecker(28) and Orsini et al.(29), which estimates
study-speciﬁc slope and 95 % CI from the natural logs of the
RR estimates and CI across categories of tea consumption.
According to this method, amount of tea consumption, RR, 95 %
CI and distribution of cases and person-years/non-cases in each
included study should be extracted for the trend estimation
using generalised least squares regression. For studies that did
not provide the number of cases or person-years/non-cases,
slopes were estimated using variance-weighted least squares
regression. For studies conducted in Western countries that did
not describe the type of tea, black tea was considered as the tea
consumed, based on the fact that people living in these counties
primarily consume black tea in daily life(30). Midpoint of the
upper and lower boundaries was considered as the dose of each
category when the study reported only the range of tea
consumption. If the highest category was open-ended, we
regarded it as of the same amplitude as the preceding one. The
lowest boundary was set to 0 if the lowest category was open.
We regarded 150 g tea beverages equivalent to one cup of tea.
To estimate a potential non-linear association, we used a twostep random-effects model: tea consumption was modelled
using restricted cubic splines with three knots at 10, 50 and 90 %
of the distribution of tea consumption(31); a P value was then
obtained by testing the null hypothesis that the regression
coefﬁcient of the second spline was equal to 0(32). Study-speciﬁc
coefﬁcient estimates were calculated using generalised least
squares regression, and subsequently the regression coefﬁcients
of each study were pooled using the multivariate random-effects
meta-regression model proposed by Jackson et al.(33).
We assessed statistical heterogeneity with Q and I2 statistics.
2
I values of 25, 50 and 75 % corresponded to cut-off points for
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from Asian countries. Eight cohorts(9,11,13,14,18,23,24,25) involving
12 221 cases among 163 854 individuals described the association between tea consumption and all cancer mortality; ten
cohorts(10,12,14–16,18,19,21,23,24) involving 11 306 cases among
240 637 individuals described the association between tea consumption and CVD mortality; ﬁfteen cohorts(8,9,11,12,14–20,22,23–25)
involving 55 528 cases among 440 297 individuals reported the
association between tea consumption and all-cause mortality.
The main characteristics of the studies included in the
meta-analysis are summarised in online Supplementary
Table S1. The duration of follow-up ranged from 3 to 28 years.
The average score for quality assessment of the included studies
was 6·1, and all the studies scored 4 or above (online Supplementary Table S2).

low, moderate and high degrees of heterogeneity, respectively.
Sub-group analysis was carried out to examine sources of study
heterogeneity and the inﬂuence of potential confounding
factors such as region, sex, duration of follow-up years,
smoking status and study quality. Sensitivity analysis was carried out by excluding one study at a time and evaluating the
effect of an individual study on the overall risk estimate. Begg’s
funnel plot and Egger’s regression test (signiﬁcant at P < 0·05)
were used to evaluate publication bias. All the analyses were
carried out using STATA version 12.0 (StataCorp LP).

Results
Literature search and study characteristics
Fig. 1 represents the detailed selection process. Through full
test examination of sixty-two potential publications, we
identiﬁed eighteen eligible publications. Among them, six
cohorts(8,12,16,17,19,23) were from the USA, four cohorts(9,15,20,22)
were from Europe and eight cohorts(10,11,13,14,18,21,24,25) were

Records identified through
database searching
(n 2017)

675

Tea consumption and all cancer mortality
Among the eight studies investigating associations between
tea consumption and all cancer mortality, two studies(13,24)
reported the RR for green tea and black tea consumption; thus,

Additional records identified
through other sources
(n 19)

Records after duplicates removed
(n 1061)

Records screened
(n 1061)

Full-text articles assessed
for eligibility
(n 62)

Records excluded
(n 1016)

Full-text articles excluded, with
reasons (n 44)
Studies only reported mortality of
individual cancers (n 5)
Studies only reported mortality of
certain type of CVD (n 3)

Studies included in
qualitative synthesis
(n 18)

Cross-sectional or intervention
studies (n 5)
Updated by other publications
(n 4)
Reviews (n 11)

All cancers: eight studies
CVD: ten studies
All causes: fifteen studies
Fig. 1. Flow diagram for the selection of studies in the meta-analysis.

Required data not provided (n 16)
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consumption were used. For the highest v. lowest categories of
green tea and black tea consumption, the pooled RR of CVD
mortality were 0·67 (95 % CI 0·46, 0·97; I2 = 85·3 %, P < 0·001) and
0·88 (95 % CI 0·77, 1·01; I2 = 43·6, P = 0·101), respectively (Fig. 3).
The dose–response analysis indicated that one cup per d
increment of green tea consumption was associated with 5 %
lower risk of CVD mortality (RR = 0·95; 95 % CI 0·90, 0·99), and
one cup per d increment of black tea consumption was associated with 8 % lower risk of CVD mortality (RR = 0·92; 95 % CI
0·85, 0·99) (online Supplementary Fig. S2).

six sets of data for green tea consumption and four sets of data
for black tea consumption were used. For the highest v. lowest
categories of green tea and black tea consumption, the pooled
RR of all cancer mortality were 1·06 (95 % CI 0·98, 1·15;
I2 = 0·0 %, P = 0·827) and 0·79 (95 % CI 0·65, 0·97; I2 = 14·3 %,
P = 0·321), respectively (Fig. 2).
In the dose–response analysis for the association between tea
consumption and all cancer mortality, one article(13) was
excluded because it did not report the detailed dose for each
category of tea consumption. The pooled RR for one cup per d
increment of green tea and black tea consumption were 1·01
(95 % CI 0·99, 1·02) and 0·98 (95 % 0·86, 1·10), respectively
(online Supplementary Fig. S1). No signiﬁcant dose–response
association was observed for either green tea or black tea
consumption with all cancer mortality.

Tea consumption and all-cause mortality
Among the ﬁfteen studies investigating associations between
tea consumption and all-cause mortality, two studies(14,24)
reported the RR for green tea and black tea consumption; thus,
ﬁve sets of data for green tea consumption and twelve sets of
data for black tea consumption were used separately. For the
highest v. lowest categories of green tea and black tea consumption, the pooled RR of all-cause mortality were 0·80 (95 %
CI 0·68, 0·93; I2 = 88·7 %, P < 0·001) and 0·90 (95 % CI 0·83, 0·98;
I2 = 63·7 %, P = 0·001), respectively (Fig. 4).

Tea consumption and CVD mortality
Among the ten studies investigating associations between tea
consumption and CVD mortality, two studies(21,24) reported the
RR for green tea and black tea consumption; thus, ﬁve sets of data
for green tea consumption and seven sets of data for black tea
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Fig. 2. Relative risk (RR) of all cancer mortality for highest v. lowest category of (a) green tea consumption and (b) black tea consumption. Random-effects model was used
to obtain the overall RR. The grey square stands for study-specific RR with the square size reflecting the corresponding weight and horizontal bars reflecting 95 % CI.
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Fig. 3. Relative risk (RR) of CVD mortality for highest v. lowest category of (a) green tea consumption and (b) black tea consumption. Random-effects model was
used to obtain the overall RR. The grey square stands for study-specific RR with the square size reflecting the corresponding weight and horizontal bars reflecting
95 % CI.

The dose–response analysis indicated that one cup per d
increment of green tea consumption was associated with
4 % lower risk of all-cause mortality (RR = 0·96; 95 % CI 0·94,
0·98), and one cup per d increment of black tea consumption
was associated with 3 % lower risk of all-cause mortality
(RR = 0·97; 95 % CI 0·94, 0·99) (online Supplementary Fig. S3).

Assessment of publication bias
Begg’s funnel plot with 95 % CI limits was presented for visual
inspection (online Supplementary Fig. S5). Publication bias was
found only in the meta-analysis of associations between green
tea consumption and all-cause mortality; however, after the trim
and ﬁll method was adopted, the pooled RR and corresponding
95 % CI remained stable.

Non-linear associations
No signiﬁcant non-linear associations were observed for tea
consumption with mortality of all cancers and CVD (online
Supplementary Fig. S4). However, green tea and black tea
consumption both demonstrated a signiﬁcant non-linear association with all-cause mortality (P = 0·009 and P < 0·001,
respectively) (Fig. 5). The slope of the relationship between
black tea consumption and all-cause mortality was roughly
U-shaped.

Sub-group analysis
Table 1 represents the detailed results of the sub-group
analyses.
For all cancer mortality, sub-group analyses did not show any
substantial change in the summary RR for green tea consumption. Black tea consumption, however, was inversely associated
with all cancer mortality only in studies with covariate adjustment for smoking. In addition, the inverse association between
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Fig. 4. Relative risk (RR) of all-cause mortality for highest v. lowest category of (a) green tea consumption and (b) black tea consumption. Random-effects model was
used to obtain the overall relative risk. The grey square stands for study-specific relative risk with the square size reflecting the corresponding weight and horizontal
bars reflecting 95 % CI.

black tea consumption and all cancer mortality was only found
in studies with a higher quality (≥7).
For CVD mortality, the sub-group analyses indicated that for
green tea consumption the inverse association was observed
only in studies with adjustment for smoking, and the inverse
association was more evident in women compared with men.
For the association between black tea consumption and CVD
mortality, the sub-group analysis indicated that the inverse
association was observed only in studies conducted in Asian
countries.
The inverse association between green tea consumption and
all-cause mortality was observed only in studies with adjustment for smoking. Black tea consumption was inversely associated with all-cause mortality only in studies conducted in
Western countries.

Discussion
To the best of our knowledge, the present meta-analysis was
the ﬁrst quantitative systematic analysis that investigated the
relationship between tea (black and green) consumption and
mortality of all cancers, CVD and all causes. Green tea consumption was inversely associated with mortality of CVD and all
causes, whereas black tea consumption was inversely associated with mortality of all cancers and all causes.

Tea consumption and all cancer mortality
Polyphenols are believed to be the main functional components
in tea. Catechins including epigallocatechin-3-gallate (EGCG),
epicatechin-3-gallate, epigallocatechin and epicatechin are the
most abundant polyphenolic components of green tea(34).
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Fig. 5. Dose–response analysis for non-linear associations between tea consumption and all-cause mortality: (a) green tea consumption; (b) black tea consumption.

Catechins in black tea are not as abundant as in green tea, but
black tea contains more dimeric ﬂavanols and polymeric
polyphenols known as theaﬂavins (TF) and thearubigins
(TR)(35). According to previous studies, catechins, especially
EGCG, can inhibit DNA damage and tumour promotion through
their antioxidant activity in in vitro cell cultures(36). Animal
studies have also conﬁrmed similar results(37,38). Black tea and
black tea constituents, although less well studied, have also
been proven to have inhibitory effects against cancer(39–41).
However, the present study suggested that black tea consumption was inversely associated with all cancer mortality,
whereas green tea consumption was not. The different effects
of green tea and black tea consumption on all cancer mortality
may be attributed to other confounding factors such as area and
dietary habits, rather than the different components in tea. In
this meta-analysis, for green tea consumption with all cancer
mortality, all the studies were conducted in Asia, especially in
Japan, and studies for black tea consumption with all cancer
mortality were conducted in both Western countries and Asian
countries. The sub-group analysis indicated that in Asia green
tea and black tea consumption both had no association with all
cancer mortality. One possible explanation for this phenomenon could be attributed to the dietary habits in Asian countries.
Several studies have conﬁrmed that drinking hot tea may

increase the risk or mortality of cancer(42–44), and in Asian
countries, especially in China, mortality due to oesophageal
cancer were far higher compared with other countries, and
drinking hot tea was believed to be one of the risk factors(45).
To some extent, drinking hot tea may balance out the beneﬁts
of the functional components in tea. Moreover, in these areas,
people tend to drink high concentrations of green tea and they
are often heavy smokers or alcohol drinkers. The smoking and
drinking habit may offset the protective effect of drinking tea on
cancer(43). The sub-group analysis also proved the discrepancy
between studies with and without covariate adjustment for
smoking.
The number of studies regarding the association between
black tea consumption and all cancer mortality was limited;
therefore, more prospective studies are warranted, especially
studies of black tea consumption in Asian countries and of
green tea consumption in Western countries.

Tea consumption and CVD mortality
As described above, the protective effects of tea against CVD
could be attributed to antioxidant components such as catechins. Evidence has shown that the oxidisation of LDL can
cause atherosclerosis, which could eventually increase the risk
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Table 1. Sub-group analyses of green tea and black tea consumption with mortality of all cancers, CVD and all causes (highest v. lowest category)*
(Number of cohorts, relative risk and 95 % confidence intervals)
Green tea consumption
Sub-group

All cancers

Overall
Regions
Asian countries
Western countries
Sex
Men
Women
Both
Follow-up
≥10 years
<10 years
Study quality
≥7
<7
Adjustment
For smoking
Not for smoking
Overall
Regions
Asian countries
Western countries
Sex
Men
Women
Both
Follow-up
≥10 years
<10 years
Study quality
≥7
<7
Adjustment
For smoking
Not for smoking
Overall
Regions
Asian countries
Western countries
Sex
Men
Women
Both
Follow-up
≥10 years
<10 years
Study quality
≥7
<7
Adjustment
For smoking
Not for smoking

CVD

All causes

Number of cohorts

Relative risk

95 % CI

I (%)

Number of cohorts

Relative risk

95 % CI

I 2 (%)

6

1·06

0·98, 1·15

0·0

4

0·79

0·65, 0·97

14·3

6
0

1·06
–

0·98, 1·15
–

0·0
–

2
2

0·86
0·85

0·65, 1·13
0·47, 1·52

0·0
57·6

5
4
1

1·06
0·95
1·10

0·96, 1·18
0·83, 1·09
0·97, 1·25

0·0
0·0
–

2
1
2

0·87
1·00
0·77

0·41, 1·87
0·41, 2·45
0·60, 1·00

50·8
–
42·3

3
3

1·05
1·08

0·96, 1·16
0·92, 1·26

0·0
0·0

4
0

0·79
–

0·65, 0·97
–

14·3
–

3
3

1·05
1·08

0·94, 1·16
0·96, 1·22

0·0
0·0

3
1

0·75
0·90

0·57, 0·98
0·66, 1·23

15·3
–

5
1
5

1·03
1·10
0·67

0·93, 1·15
0·97, 1·25
0·46, 0·96

0·0
–
85·3

3
1
7

0·75
0·90
0·88

0·57, 0·98
0·66, 1·23
0·77, 1·01

15·3
–
43·6

5
0

0·67
–

0·46, 0·96
–

85·3
–

2
5

0·67
0·91

0·47, 0·96
0·79, 1·04

0
47·4

4
4
1

0·72
0·54
0·97

0·42, 1·23
0·34, 0·84
0·84, 1·13

80·3
70·0
–

1
3
4

1·56
1·01
0·79

0·76, 3·20
0·80, 1·26
0·65, 0·96

–
24·3
50·3

2
3

0·97
0·53

0·84, 1·12
0·30, 0·93

0·0
87·0

6
1

0·92
0·54

0·83, 1·01
0·33, 0·88

18·1
–

4
1

0·63
0·74

0·36, 1·13
0·59, 0·92

88·5
–

2
5

0·94
0·79

0·85, 1·03
0·61, 1·03

0·8
46·3

4
1
5

0·58
0·97
0·80

0·36, 0·95
0·84, 1·13
0·68, 0·93

81·5
–
88·7

6
1
12

0·91
0·66
0·90

0·81, 1·03
0·46, 0·95
0·83, 0·98

34·3
–
63·7

5
0

0·80
–

0·68, 0·93
–

88·7
–

2
10

0·84
0·92

0·59, 1·19
0·85, 1·00

65·9
60·9

4
4
1

0·80
0·74
1·00

0·68, 0·95
0·60, 0·93
0·92, 1 ·08

72·4
70·3
–

1
3
8

1·45
1·00
0·86

0·95, 1·21
0·89, 1·14
0·78, 0·95

–
21·0
63·2

3
2

0·91
0·55

0·83, 1·00
0·32, 0·95

76·0
83·4

9
3

0·94
0·78

0·86, 1·02
0·64, 0·94

62·3
37·3

3
2

0·87
0·66

0·82, 0·91
0·28, 1·53

0·0
96·8

5
7

0·98
0·84

0·86, 1·11
0·74, 0·96

66·6
66·1

4
1

0·73
1·00

0·60, 0·89
0·92, 1·08

87·4
–

10
2

0·93
0·76

0·86, 1·01
0·55, 0·89

59·8
0·0

J. Tang et al.

Outcomes

Black tea consumption
2

* A random-effects model was used to obtain the overall relative risk of each sub-group.
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or mortality of CVD. Tea and its antioxidant compounds could
effectively reduce the oxidisation of LDL(46); therefore, it is
reasonable to conclude that tea consumption, especially green
tea consumption, could decrease the risk of CVD.
However, in this meta-analysis, we found that unlike green tea
black tea consumption had no signiﬁcant association with CVD
mortality. One possible explanation was that, as described previously, black tea contains less catechins than green tea. The main
components of black tea are TF and TR; thus, the antioxidant
activity of black tea is not as signiﬁcant as that of green tea(47),
which could explain the different protective effects of green tea
and black tea consumption against CVD. In addition, studies on
black tea consumption and CVD mortality were mainly
conducted in Western countries, and studies on green tea consumption and CVD mortality were all conducted in Asian countries; therefore, race, genetic factors and lifestyle could be
potential factors that contributed to the different results
The sub-group analysis indicated that the inverse association
of tea consumption with CVD mortality was more evident in
women than in men. One single study(48) also found the same
phenomenon; they postulated that men tend to smoke more
compared with women, and thus it might mask the beneﬁcial
association of green tea consumption. Cheng(49) summarised
that the functional components of green tea that have cardioprotective actions were not only ﬂavonoids but also oestrogens
and phyto-oestrogens. Oestrogen-related mechanisms could be
another explanation for the stronger inverse association
between tea drinking and cardiovascular mortality in women
compared with men.
Heterogeneity substantially reduced among studies with
longer follow-up duration (≥10 years); thus, years of follow-up
could be one factor that could cause heterogeneity between
studies. Furthermore, the number of studies regarding the
association between tea consumption and CVD mortality was
limited; therefore, more studies are warranted for further
analysis.

Tea consumption and all-cause mortality
For all-cause mortality, high degree and moderate degree of
heterogeneity were observed between studies for green tea and
black tea consumption, respectively. For green tea consumption,
sensitivity analysis indicated that the heterogeneity vanished
among studies with a high quality (≥7). For black tea consumption, heterogeneity substantially reduced in sub-groups for men
or women, but still remained moderate in sub-groups for both
sexes. Therefore, study quality and sex could be two confounding
factors leading to heterogeneity between studies. However,
sources of heterogeneity between these studies were still not clear
and warrant further investigation.
The dose–response analysis for non-linear association suggested that the maximum reduction in all-cause mortality was
observed at two to three cups of tea per d, whereas under a
high degree of tea consumption (more than ﬁve cups per d),
the reason why associations became null or positive is still not
very clear. Based on the current evidence, we can still conclude
that two cups of tea, whether green or black tea, have a
beneﬁcial effect on health.
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Strengths and limitations
The present meta-analysis has several strengths. First, the large
sample size makes it reliable to assess the association between
tea consumption and mortality of all cancers, CVD and all
causes, and the results of the present study appear to be more
powerful than any individual study. Second, the prospective
nature of the included studies avoided the inﬂuence of recall
and selection bias. Third, we systematically reviewed and
assessed the summarised association between mortality due to
different causes and different types of tea, including green tea
and black tea. These data provide the most comprehensive
view of the association between tea consumption and mortality
of all cancers, CVD and all causes, based on the current
evidence.
This meta-analysis also has several limitations. First, available
data from studies for black tea consumption in Asian countries
and studies for green tea consumption conducted in Western
countries are rather limited. Therefore, more prospective studies are needed for further detailed analysis. Second, we did not
differentiate between the different types of CVD and cancer,
because the number of included cohorts was limited. Third, the
observational nature of the included studies makes it subject to
the inﬂuence of residual confounders. In addition, all the studies included in this meta-analysis were in English, thus possible language bias could occur.

Conclusions
The present systematic review and meta-analysis indicated that
green tea consumption was inversely associated with CVD and
all-cause mortality, but not associated with all cancer mortality.
On the other hand, black tea consumption was found to be
inversely associated with all cancer and all-cause mortality, but
not associated with CVD mortality. The inverse association
between green tea consumption and CVD mortality was more
evident in women than in men; however, the reason is
unknown and requires further research. Finally, more studies
on different types of tea consumption within Asian and Western
countries are warranted.
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