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Abstract

Low intelligence has been associated with poor health and mortality, but underlying mechanisms remain obscure. We
hypothesized that low intelligence is associated with accelerated biological ageing as reflected by telomere length; we
suggested potential mediation of this association by unhealthy behaviors and low socioeconomic position. The study was
performed in a longitudinal population-based cohort study of 895 participants (46.8% males). Intelligence was measured
with the Generalized Aptitude-Test Battery at mean age 52.8 years (33–79 years, SD = 11.3). Leukocyte telomere length was
measured by PCR. Lifestyle and socioeconomic factors were assessed using written self-report measures. Linear regression
analyses, adjusted for age, sex, and telomere length measured at the first assessment wave (T1), showed that low
intelligence was associated with shorter leukocyte telomere length at approximately 2 years follow-up (beta = .081, t = 2.160,
p = .031). Nearly 40% of this association was explained by an unhealthy lifestyle, while low socioeconomic position did not
add any significant mediation. Low intelligence may be a risk factor for accelerated biological ageing, thereby providing an
explanation for its association with poor health and mortality.
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Introduction

Low intelligence or low cognitive ability has been associated

with poor health, including aging-related diseases, and mortality

[1–6]. Two non-exclusive pathways explaining the link between

intelligence and health are commonly suggested. First, low

intelligence individuals tend to find themselves in more adverse

environments including psychological stress [6–9]. Second, low

intelligence individuals engage themselves in more unhealthy

behaviors [10,11]. As both stress [12,13] and unhealthy behaviors

[14] are associated with morbidity and mortality, they are

considered as possible mediators in the association between

intelligence and health. The question arises as to which biological

mechanisms mediate the association between intelligence and

health. One possible mechanism might be the shortening of

telomeres. Telomere length has been linked with a spectrum of

ageing-related diseases and mortality [15–17]. Telomere length

and attrition is believed to capture biological ageing above and

beyond chronological age, such that shorter telomeres represent

increased biological senescence [18]. Therefore, telomere length is

often considered a useful measure of biological age. Furthermore,

telomere length is influenced by psychological stress [19–22] and

unhealthy behaviors [23–25]. Given the associations of these two

factors with low intelligence, low intelligence might be associated

with shorter telomere length.

Previous studies on telomere length and cognitive ability

presented mixed findings [26–28]. However, variations in findings

may be due to differences in cognitive tests used, the use of cross-

sectional data on telomere length, and the use of case-specific

samples with regard to age [27,29] and sex [28]. In addition, these

former studies focused mainly on shortened telomere length as a

potential risk factor for cognitive decline, but ignored the

possibility of reverse causality, that is the effect of cognitive ability

or intelligence on telomere length. One recent prospective study

examined the effect of general cognitive ability at age 11 and

telomere length at age 70, but found no significant effect [29].

However, results may not be applicable to other age ranges, as

prospective effects of intelligence on telomere length may change

across the lifespan. Therefore, reversed causality remains unclear

and needs to be addressed in a longitudinal design including a

broad age-range. Furthermore, reverse causality would also imply

alternative mediating mechanisms, namely those that have been

shown to play a role in the association between intelligence and

morbidity. While candidates such as socioeconomic and lifestyle

factors were treated as confounders in the association between

telomere length and cognitive ability [27,28], their potential role as

mediators was ignored.

Our aim was to study the prospective association between

intelligence and telomere length in a general population cohort of

males and females with a broad age-range. We hypothesized that

low intelligence predicts shorter telomere length. Moreover, we

hypothesized that part of the association between low intelligence

and shorter telomere length is explained by low socioeconomic

position and unhealthy behaviors.
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Methods

Sample
Our study has been performed in a cohort derived from

Prevention of REnal and Vascular ENd stage Disease (PRE-

VEND), a population cohort study investigating microalbuminuria

as a risk factor for renal and cardiovascular disease. The

recruitment of participants has been extensively described

elsewhere [30]. All inhabitants of the city of Groningen between

the ages of 28 and 75 yrs (85,421 subjects) were asked to send in a

morning urine sample and to fill out a short questionnaire on

demographics and cardiovascular history. A total of 40,856

subjects (47.8%) responded. After exclusion of subjects with

insulin dependent diabetes mellitus and pregnant women, all

subjects with an elevated urinary albumin concentration of greater

than 10 mg/L (N = 7768) together with a randomly selected

control group with a urinary albumin concentration of ,10 mg/L

(N = 3395) were invited for further investigations (total

N = 11,163). Finally, 8592 subjects completed the total screening

program in 1997–1998 forming the PREVEND baseline popula-

tion (T1). Because the PREVEND study population was enriched

for albuminuria, this oversampling for albuminuria was counter-

balanced in the current sub study. Albuminuria-negative partic-

ipants and a random sample of albuminuria-positive participants

were combined so that a population-representative ratio of

albuminuria-positive participants was achieved. In 2001–2003,

during the second screening of PREVEND, research assistants

handed over invitations to 2554 subjects to participate in the

current sub study for which additional psychiatric and psychoso-

cial data were collected. Of these 2554 subjects, 1094 (43%)

completed the additional measurements, forming the baseline

population cohort of the current study (T2). The participants who

declined to participate in the additional data collection did not

significantly differ from those who did participate concerning sex

or age. Follow-up measurements in the 2003–2004 wave (T3) were

completed by a total of 976 participants (89% of the cohort with

additional psychiatric and psychosocial data), forming the cohort

for the current study. Dropout participants (n = 118) were older

(mean age 6 SD 56.6611.9 vs. 52.7611.2 years, t = 3.66,

p,0.01) and more often female (66 vs. 52%, x2 = 8.13, p,0.01).

The study was approved by the local medical ethics committee. All

subjects provided written informed consent to participate in the

study.

Assessment of intelligence
General intelligence was measured at T2 using the computer-

ized version of the General Aptitude-Test Battery (GATB) version

B 1002-B [31]. The GATB consists of a combination of tests that

measure nine aptitudes. The aptitude general intelligence is

measured by three tests: 1) a dimensional space test, 2) a

vocabulary test, and 3) an arithmetic reasoning test. All

participants performed the intelligence test in groups of at most

nine persons. Before the start of each test, a test assistant provided

test-instructions and provided computer help when necessary.

Tests were not started before the test assistant had ensured that the

participants had successfully completed the practice sessions. To

construct a general intelligence score, we summed standardized

scores on each of the three subtests. From the 1094 participants, a

total of 1061 completed the GATB.

Assessment of telomere length
Telomere length measurements were performed in a blinded

fashion. To avoid any impact of variation in DNA extraction

method on telomere length measurement, all samples analyzed in

the current study were extracted uniformly using the same DNA

extraction kit (QIamp, Qiagen, Venlo, the Netherlands) from

frozen full-blood samples. Telomere length was measured in

leukocytes using a novel multiplex monochrome real time

quantitative polymerase chain reaction technique [32]. This

technique allows carrying out the telomere specific amplification

and the reference gene amplification in a single reaction well with

quantification measurements at different temperatures [32]. All

samples were measured in triplicate and the average of the three

runs was used to provide the mean relative measure of telomere

length for each individual. The mean telomere repeat sequence

copy number (T) was compared to a reference single copy gene

copy number (S) in each sample. For quality control samples were

checked for concordance between triplicate values. When the

coefficient of variation (CV) was $10% within the triplicate these

were re-run. If the CV remained $10% the sample was omitted

from the statistical analyses. The intra-assay CV was 2% (T), 1.9%

(S) and 4.5% (T/S ratio). Reproducibility data was obtained for

216 subjects from PREVEND and good agreement between T/S

ratios was observed (R2 = 0.99, P,0.0001, inter-run CV 3.9%). Of

the 1094 participants included in the population cohort at T2,

1019 had telomere length measurements at T1 and 982

participants at T3, 6 years apart.

Assessment of lifestyle factors
Lifestyle factors were measured at T2. Body mass index (BMI)

was calculated as the ratio between weight and the square of

height (kg/m2). Smoking and exercise frequency were assessed by

self-report questionnaires. Smoking was categorized as non-

smoker, 1–5, 6–10, 11–15, 16–20 or more than 20 cigarettes per

day. Frequency of exercise was categorized as not/hardly, once

per week, twice or more per week. We previously showed that

intelligence is negatively associated with BMI, smoking, and

positively associated with exercising [10]. Since there was no linear

association between intelligence and alcohol consumption in our

former research [10], we did not include it as a potential mediator

in the analyses.

Assessment of socioeconomic position
Socioeconomic position was used as a proxy for adverse

environments. Information on income, educational level, and

work situation was retrieved from questionnaires that were

administered at T1. Income was measured through the gross

monthly household income (,1200, 1200–1799, 1800–2199,

2200–2799, 2800–3799, 3800–5800, or .5800 guilders) divided

by the square root of the number of people living in the household

[33]. One Euro equals about 2.2 guilders. The variable

educational level was made up of the following categories: not

applicable, low, middle, or high educational level. ‘Low educa-

tional level’ was defined as: lower secondary education or less,

‘middle educational level’ as: higher secondary education, and

‘high educational level as: tertiary or further education. Partici-

pants with educational category ‘not applicable’ were not dropped

from the study. Work situation was categorized in the following

three categories: employed (i.e., currently having a job), willingly

unemployed (i.e., housekeeping or retired) or unwillingly unem-

ployed (i.e., job seeker or unable to work). We previously showed

that intelligence is positively associated with educational level, a

more favorable work situation, and higher income [10].

Statistical analyses
We performed all analyses using the Statistical Package for the

Social Sciences version 18.0 (SPSS Inc, Chicago, IL, USA).

Leukocyte telomere length was not normally distributed and was
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therefore linear transformed. We performed univariable linear

regression analyses between all potential predictors (intelligence,

age, sex, telomere length at T1, lifestyle factors, and socioeco-

nomic) and telomere length at T3. In addition, we subtracted

telomere length at T3 from telomere length at T1 and

dichotomized outcome scores in ‘0’ (n = 454, 50.7%) for all results

below zero (indicating telomere length shortening) and ‘1’

(n = 441, 49.3%) for all results higher than zero (indicating

telomere length elongation). Both groups were compared on mean

intelligence scores. Since previous research on telomere length and

cognition showed differences between males and females [29], we

tested for potential interaction by sex and intelligence in predicting

telomere length, but this was not statistically significant (be-

ta = .001, t = .020, p = .984). Therefore, all further analyses were

performed using the whole group. Multivariate linear regression

analyses were performed to test whether intelligence was

associated with leukocyte telomere length at T3, while adjusting

for age, sex, and telomere length at T1. We used a bootstrapping

procedure developed by Preacher and Hayes [34] to test the extent

to which lifestyle factors mediated the association between

intelligence and telomere length at T3. Then we tested to what

extent lifestyle plus socioeconomic factors mediated that associa-

tion. Bootstrapping is a method that involves repeatedly sampling

from the original data set and estimating the indirect effect in each

resampled data set [34]. By repeating this process a thousand

times, an empirical approximation of the sampling distribution is

built [34]. Then it is used to construct 95% confidence intervals for

the total indirect effect of intelligence on telomere length at T3, via

lifestyle factors and socioeconomic factors.

Results

In total, 895 participants completed measurements of intelli-

gence and had telomere length measurements at T1 and T3.

Sample characteristics are depicted in table 1.

Univariable associations
Depicted in table 2 are the univariable associations between the

potential predictors (intelligence, age, sex, telomere length at T1,

lifestyle factors, and socioeconomic factors) and telomere length at

T3. Data were explored for linear associations. Intelligence,

exercise frequency, educational level, and work situation were

significantly positively associated with telomere length at T3, while

age and BMI were significantly negatively associated with

telomere length at T3. In contrast, sex, smoking, and income

were not significantly associated with telomere length at T3. In

addition, the association between intelligence and telomere length

at T1 approached significance (p = .06). As a post hoc analysis, we

looked at the change in telomere length by subtracting telomere

length at T3 from telomere length at T1. Figure 1 reveals that

mean GATB scores of the group that showed telomere length

shortening (n = 454, 50.7%) were significantly lower than mean

GATB scores of the group that showed telomere length elongation

(n = 441, 49.3%) (F = .049, p = .036).

Multivariable associations between intelligence and
telomere length

The multivariable associations between intelligence and telo-

mere length are presented in table 3. Low intelligence significantly

predicted shorter telomere length at T3, with a standardized beta

somewhat higher than that of age. As a sensitivity analysis, we

examined the association between intelligence and telomere length

at T3 limited on the group younger than 70 years. No substantial

change in results was found (beta = .095, t = 2.499, p,.013).

When lifestyle factors were included in the model, the beta of

intelligence fell from .081 (t = 2.160, p = .031) to .049 (t = 1.299,

p = .194). Bootstrapping revealed that the total indirect effect of

intelligence on telomere length at T3, via lifestyle factors, was

statistically significant, with a 95% confidence interval ranging

from .014 to .073. Therefore, 39.5% of the association between

intelligence and telomere length at T3 was statistically mediated by

lifestyle factors. Additionally, we included both lifestyle and

socioeconomic factors in the model and then the beta of

intelligence fell from .081 (t = 2.160, p,.05) to .002 (t = .047,

p..962). Bootstrapping revealed that the total indirect effect of

intelligence on telomere length at T3, via lifestyle and socioeco-

nomic factors, was not statistically significant, with a 95%

confidence interval ranging from 2.021 to .101.

As a post hoc analysis, we tested the mediating effect of the

individual life style factors. When BMI was included in the model,

Table 1. Sample characteristics.

Measure (%) Mean (SD)

Age1 52.8 (11.3)

Female sex 53.2

Lifestyle factors

BMI2 26.4 (3.9)

Smoking

0 cigarettes/day 76.9

1–5 cigarettes/day 4.5

6–10 cigarettes/day 3.9

11–15 cigarettes/day 6.5

16–20 cigarettes/day 4.7

.20 cigarettes/day 3.4

Exercise frequency

No exercise 50.3

Once/week 28.0

Twice or more/week 21.2

Socio-economic factors

Educational level

Not applicable 4.2

Low 24.1

Middle 25.4

High 39.2

Work situation

Employed 57.3

Willingly unemployed 25.7

Unwillingly unemployed 8.5

Income3 2521.1 (951.3)

Morbidity

Diabetes4 2.3

Coronary heart disease5 4.6

1Age in years at T2.
2Body mass index in kg/m2.
3Household income (in guilders).
4Defined as the use of antidiabetic treatment according to self-report or
pharmacy data.
5Defined as self-report of CHD upon inclusion in the study and/or confirmed
occurrence of CHD between inclusion and date of psychiatric interview.
doi:10.1371/journal.pone.0049356.t001
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the beta of intelligence fell from .081 (t = 2.160, p,.031) to .071

(t = 1.896, p..058). Bootstrapping revealed that this indicated a

significant indirect effect, with a 95% confidence interval of .001 to

.024. When smoking was included into the model, the beta of

intelligence fell from .081 (t = 2.160, p,.05) to .067 (t = 1.772,

p..077). Bootstrapping revealed that this indirect effect was not

significant. Lastly, when frequency of exercise was included into

the model, the beta of intelligence fell from .081 (t = 2.160,

p,.031) to .065 (t = 1.755, p..080). Bootstrapping revealed that

this indicated a significant indirect effect, with a 95% confidence

interval of .001 to .025. As another post-hoc analysis, we

specifically looked at the role of educational level. Educational

levels and intelligence were significantly correlated (Pearson’s

r = .56, p,.01). When educational level was entered in the model

(including age, sex, and telomere length at T1) instead of

intelligence, educational level was not significantly associated with

telomere length at T3 (beta = .038, t = 1.069, p = .286).

Discussion

This paper reports three key findings. First, intelligence was

positively associated with telomere length at follow-up. Second,

nearly 40% of this association was explained by an unhealthy

lifestyle, but low socioeconomic position did not add any

significant mediation. Third, high BMI and low frequency of

exercise were independent predictors of shorter leukocyte telomere

length over time.

One of the major strengths of this study is that we used a large

longitudinal population based cohort including repeated measures

of telomere length, while many other studies on telomere length

attrition are based on cross-sectional data from specific patient

groups. This enabled us to study intelligence as a potential

predictor of shorter telomere length in a longitudinal design. In

addition, we studied the mediating effect of several lifestyle and

socioeconomic factors. Despite the strengths of our findings

outlined above, there are also limitations that should be considered

when interpreting our results. The first measure of telomere length

and intelligence were not assessed at the same point in time. Since

intelligence could be considered as a stable factor [35] and the

time span between both assessment waves is relatively small, it is

unlikely that this has biased our results. Still, it might be that

performance on the GATB is not stable across the lifespan.

However, after repeating the analyses on participants younger

than 70 years, the association between intelligence and telomere

length did not change significantly. Therefore, it is unlikely that

our findings were the result of cognitive decline. Validations of the

GATB are mostly based on the value of this test to predict school

and job performance. A drawback of this test is that two

(vocabulary and arithmetic reasoning test) of the three subtests

to measure intelligence may depend largely on education.

Nevertheless, although intelligence and educational level are well

correlated, they are not interchangeable and seem to play different

roles in relation to telomere length. Indeed, post-hoc analysis

showed that when educational level is entered in the model

(including age, sex, and telomere length at T1) instead of

intelligence, educational level was not significantly associated with

telomere length at T3. ‘Psychological stress’ was hypothesized as a

potential mediator, but crude socioeconomic indicators for adverse

environments were used. Adverse environments, such as financial

strain or unemployment, are recognized markers of psychological

stress, but may not capture the entire concept. Cross-sectional data

of lifestyle factors were used, although these may be subject to

change over time.

To our knowledge, this is the first prospective study on the

association between intelligence and telomere length in a large

population-based cohort, including a broad age-range and

longitudinal data on telomere length. Although we cannot draw

any conclusions regarding direct causality, our results suggest that

lower intelligence result in shorter telomere length. Intelligence

positively predicted leukocyte telomere length at follow-up,

independent of both predictors age and telomere length at T1.

In multivariable analysis, intelligence was a stronger predictor of

telomere length than chronological age. Overall, former studies

lack referral to reverse causality, where lower intelligence predicts

shorter telomere length at follow-up. One recently published

Figure 1. Mean intelligence scores of participants with
telomere length shortening and telomere length elongation.
ifference in scores on the GATB: F = .049, p = .036.
doi:10.1371/journal.pone.0049356.g001

Table 2. Univariable associations between predictors and
telomere length at T3.

beta t p

Intelligence .111 3.319 .001

Age1 2.138 24.359 ,.001

Female sex .056 1.755 .080

Telomere length at T1 .200 6.177 ,.001

Lifestyle factors

BMI2 2.116 23.666 ,.001

Smoking3 .008 21.269 .205

Exercise frequency4 .127 3.989 ,.001

Socio-economic factors

Educational level5 .078 2.346 .019

Work situation6 .104 3.125 .002

Income7 .016 .446 .656

1Age in years at T2.
2Body mass index in kg/m2.
3Smoking in number of cigarettes/day with ‘‘0’’ = 0, ‘‘1’’ = 1–5, ‘‘2’’ = 6–10,
‘‘3’’ = 11–15, ‘‘4’’ = 16–20’’, ‘‘5’’ = .20.
4Frequency of exercise with ‘‘0’’ = no exercise, ‘‘1’’ = once/week, ‘‘2’’ = twice or
more/week.
5Educational level with ‘‘1’’ = none, ‘‘2’’ = low, ‘‘3’’ = middle, ‘‘4’’ = high.
6Work situation with ‘‘1’’ = unwillingly unemployed, ‘‘2’’ = willingly unemployed,
‘‘3’’ = employed.
7Household income divided by the square root of number of people living with
this income.
doi:10.1371/journal.pone.0049356.t002
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prospective study found no significant association between general

cognitive ability at age 11 and telomere length at age 70 [29], but

did find a cross-sectional association between general cognitive

ability and telomere length at age 70, only in females [29]. Our

interaction analyses did not indicate a statistically significant

interaction between intelligence and sex in predicting telomere

length; therefore, further analyses were performed in the whole

group. It may be that the males in the previous study of only 70-

year-old participants had longer telomeres than their contempo-

raries who died at a younger age [29]. Although we cannot draw

any conclusions regarding direct causality, our results suggest that

lower intelligence result in shorter telomere length.

An important part of the association between intelligence and

telomere length was explained statistically by lifestyle factors. More

specific, higher BMI and physical inactivity were independent

predictors of telomere length. Previous studies, although particu-

larly in women, also found an inverse relation between BMI and

telomere length [23,36,37], whereas a study that focused only on

men [38] found no association between BMI and telomere length.

Moreover, a positive association between exercise and telomeres

has been described in former research [24,25]. Different

mechanisms have been suggested to explain the association

between BMI and exercise frequency and telomere length. High

BMI has been associated with inflammation [39], a process

marked by increased white blood cell turnover and consequently

lower leukocyte telomere length [23]. Furthermore, telomerase

activity, a reverse transcriptase enzyme that adds telomeric DNA

to shortened telomeres [40], has been suggested to be augmented

after exercise [25]. Unfortunately, we did not have data on

telomerase activity. In addition, both lifestyle and socioeconomic

position attenuated the association between intelligence and

telomere length at follow up, but did not add any significant

mediation. Although we did observe correlations between the

individual socioeconomic factors and telomere length, when

intelligence was added to the model, the association between

socioeconomic factors and telomere length did not hold. The

previous prospective study [29] found no association between both

social class and lifestyle and telomere length. However, the

relatively homogeneous cohort, at least concerning social class,

may not be varied enough to detect significant associations.

Former studies focusing on socioeconomic inequalities in health

show that intelligence indeed explains some of the socioeconomic

gradient in health [41,42], including mortality, which in itself is

linked to shorter telomere length [17]. It is possible that the

association between socioeconomic status and telomere length was

removed by including age in the model, since age is a strong

correlate of socioeconomic factors. We found no significant

association between educational level and telomere length.

Previous studies showed positive associations as well as no

associations [43]. It could be speculated that associations between

educational level and telomere length reflect those between

intelligence and telomere length. The mixed results could be

caused by differences between cohorts in the strength of the

relation between intelligence and educational level, given the fact

that this relation is influenced by sociocultural factors. As an

additional remark, it should be kept in mind that the explained

variances of the models tested are small (5–7%).

In conclusion, low intelligence may be a risk factor of

accelerated biological ageing and this could explain part of the

link between low intelligence and poor health and mortality. A

substantial part of the association between intelligence and

telomere length over time was explained by an unhealthy lifestyle.
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Female sex .025 .784 .433

Telomere length at T1 .180 5.459 ,.001
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Age1 2.049 21.289 .198
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Exercise frequency4 .107 3.208 .001

(.072)
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Telomere length at T1 .163 4.103 ,.001

Lifestyle factors

BMI2 2.088 22.126 .034

Smoking3 2.048 21.169 .243

Exercise frequency4 .084 2.078 .038

Socio-economic factors

Educational level5 2.017 2.335 .738

Work situation6 2.018 2.404 .686

Income7 .062 1.407 .160

1Age in years at T2.
2Body mass index in kg/m2.
3Smoking in number of cigarettes/day with ‘‘0’’ = 0, ‘‘1’’ = 1–5, ‘‘2’’ = 6–10,
‘‘3’’ = 11–15, ‘‘4’’ = 16–20’’, ‘‘5’’ = .20.
4Frequency of exercise with ‘‘0’’ = no exercise, ‘‘1’’ = once/week, ‘‘2’’ = twice or
more/week.
5Educational level with ‘‘1’’ = none, ‘‘2’’ = low, ‘‘3’’ = middle, ‘‘4’’ = high.
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this income.
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Intelligence and Telomere Length

PLOS ONE | www.plosone.org 5 November 2012 | Volume 7 | Issue 11 | e49356



References

1. Batty GD, Shipley MJ, Mortensen LH, Boyle SH, Barefoot J, et al. (2008) IQ in

late adolescence/early adulthood, risk factors in middle age and later all-cause
mortality in men: The vietnam experience study. Journal of Epidemiology and

Community Health 62: 522–531.
2. Batty GD, Deary IJ, Gottfredson LS (2007) Premorbid (early life) IQ and later

mortality risk: Systematic review. Annals of Epidemiology 17: 278–288.

3. Singh-Manoux A, Ferrie JE, Lynch JW, Marmot M (2005) The role of cognitive
ability (intelligence) in explaining the association between socioeconomic

position and health: Evidence from the whitehall II prospective cohort study.
American Journal of Epidemiology 161: 831–839.

4. Manolio TA, Olson J, Longstreth WT (2003) Hypertension and cognitive

function: Pathophysiologic effects of hypertension on the brain. Current
Hypertension Reports 5: 255–261.

5. Awad N, Gagnon M, Messier C (2004) The relationship between impaired
glucose tolerance, type 2 diabetes, and cognitive function. Journal of Clinical and

Experimental Neuropsychology 26: 1044–1080.
6. Gale CR, Deary IJ, Batty GD (2008) Intelligence and carotid atherosclerosis in

older people: Cross-sectional study. Journal of the American Geriatrics Society

56: 769–771.
7. Baum A, Garofalo JP, Yali AM (1999) Socioeconomic status and chronic stress.

does stress account for SES effects on health? Annals of the New York Academy
of Sciences 896: 131–144.

8. Hatch SL, Dohrenwend BP (2007) Distribution of traumatic and other stressful

life events by race/ethnicity, gender, SES and age: A review of the research.
American Journal of Community Psychology 40: 313–332.

9. Hatch SL, Jones PB, Kuh D, Hardy R, Wadsworth ME, et al. (2007) Childhood
cognitive ability and adult mental health in the british 1946 birth cohort. Social

Science & Medicine (1982) 64: 2285–2296.
10. Kingma EM, Tak LM, Huisman M, Rosmalen JGM (2009) Intelligence is

negatively associated with the number of functional somatic symptoms. Journal

of Epidemiology and Community Health 63: 900–U54.
11. Deary I (2008) Why do intelligent people live longer? Nature 456: 175–176.

12. Kiecolt-Glaser JK, Glaser R (1999) Chronic stress and mortality among older
adults. JAMA : The Journal of the American Medical Association 282: 2259–

2260.

13. Mc Ewen BS (2008) Central effects of stress hormones in health and disease:
Understanding the protective and damaging effects of stress and stress mediators.

European Journal of Pharmacology 583: 174–185.
14. Kvaavik E, Batty GD, Ursin G, Huxley R, Gale CR (2010) Influence of

individual and combined health behaviors on total and cause-specific mortality
in men and women: The united kingdom health and lifestyle survey. Archives of

Internal Medicine 170: 711–718.

15. Brouilette SW, Moore JS, McMahon AD, Thompson JR, Ford I, et al. (2007)
Telomere length, risk of coronary heart disease, and statin treatment in the west

of scotland primary prevention study: A nested case-control study. Lancet 369:
107–114.

16. Samani NJ, Boultby R, Butler R, Thompson JR, Goodall AH (2001) Telomere

shortening in atherosclerosis. Lancet 358: 472–473.
17. Zhu H, Belcher M, van der Harst P (2011) Healthy aging and disease: Role for

telomere biology? Clinical Science (London, England : 1979) 120: 427–440.
18. Olovnikov AM (1996) Telomeres, telomerase, and aging: Origin of the theory.

Experimental Gerontology 31: 443–448.
19. Epel ES, Blackburn EH, Lin J, Dhabhar FS, Adler NE, et al. (2004) Accelerated

telomere shortening in response to life stress. Proceedings of the National

Academy of Sciences of the United States of America 101: 17312–17315.
20. Parks CG, Miller DB, McCanlies EC, Cawthon RM, Andrew ME, et al. (2009)

Telomere length, current perceived stress, and urinary stress hormones in
women. Cancer Epidemiology, Biomarkers & Prevention : A Publication of the

American Association for Cancer Research, Cosponsored by the American

Society of Preventive Oncology 18: 551–560.
21. Puterman E, Lin J, Blackburn E, O’Donovan A, Adler N, et al. (2010) The

power of exercise: Buffering the effect of chronic stress on telomere length. PloS
One 5: e10837.

22. Damjanovic AK, Yang Y, Glaser R, Kiecolt-Glaser JK, Nguyen H, et al. (2007)

Accelerated telomere erosion is associated with a declining immune function of

caregivers of alzheimer’s disease patients. Journal of Immunology (Baltimore,

Md.: 1950) 179: 4249–4254.

23. Valdes AM, Andrew T, Gardner JP, Kimura M, Oelsner E, et al. (2005)

Obesity, cigarette smoking, and telomere length in women. Lancet 366: 662–
664.

24. Cherkas LF, Hunkin JL, Kato BS, Richards JB, Gardner JP, et al. (2008) The

association between physical activity in leisure time and leukocyte telomere
length. Archives of Internal Medicine 168: 154–158.

25. Werner C, Furster T, Widmann T, Poss J, Roggia C, et al. (2009) Physical
exercise prevents cellular senescence in circulating leukocytes and in the vessel

wall. Circulation 120: 2438–2447.

26. Harris SE, Deary IJ, MacIntyre A, Lamb KJ, Radhakrishnan K, et al. (2006)
The association between telomere length, physical health, cognitive ageing, and

mortality in non-demented older people. Neuroscience Letters 406: 260–264.

27. Yaffe K, Lindquist K, Kluse M, Cawthon R, Harris T, et al. (2011) Telomere

length and cognitive function in community-dwelling elders: Findings from the
health ABC study. Neurobiology of Aging 32: 2055–2060.

28. Valdes AM, Deary IJ, Gardner J, Kimura M, Lu X, et al. (2010) Leukocyte

telomere length is associated with cognitive performance in healthy women.

Neurobiology of Aging 31: 986–992.

29. Harris SE, Martin-Ruiz C, von Zglinicki T, Starr JM, Deary IJ (2012) Telomere
length and aging biomarkers in 70-year-olds: The lothian birth cohort 1936.

Neurobiology of Aging 33: 1486.e3–1486.e8.

30. Pinto-Sietsma SJ, Janssen WMT, Hillege HL, Navis G, De Zeeuw D, et al.

(2000) Urinary albumin excretion is associated with renal functional abnormal-
ities in a nondiabetic population. Journal of the American Society of Nephrology

11: 1882–1888.

31. Bosch F, Boomsma-Suerink JL (1981) Manual generalized aptitude test battery..

32. Cawthon RM (2009) Telomere length measurement by a novel monochrome

multiplex quantitative PCR method. Nucleic Acids Research 37: e21.

33. Buhrman B, Rainwater L, Schmaus G, Smeeding TM (1988) Sensitivity
estimates across ten countries using the luxembourg income study (LIS) data

base. Review of Income & Wealth 2: 115–142.

34. Preacher KJ, Hayes AF (2008) Asymptotic and resampling strategies for

assessing and comparing indirect effects in multiple mediator models. Behavior
Research Methods 40: 879–891.

35. Gottfredson LS (2003) Dissecting practical intelligence theory: Its claims and

evidence. Intelligence 31: 343–397.

36. Kim S, Parks CG, DeRoo LA, Chen H, Taylor JA, et al. (2009) Obesity and

weight gain in adulthood and telomere length. Cancer Epidemiology,
Biomarkers & Prevention : A Publication of the American Association for

Cancer Research, Cosponsored by the American Society of Preventive
Oncology 18: 816–820.

37. Nordfjall K, Eliasson M, Stegmayr B, Melander O, Nilsson P, et al. (2008)

Telomere length is associated with obesity parameters but with a gender

difference. Obesity (Silver Spring, Md.) 16: 2682–2689.

38. Batty GD, Wang Y, Brouilette SW, Shiels P, Packard C, et al. (2009)
Socioeconomic status and telomere length: The west of scotland coronary

prevention study. Journal of Epidemiology and Community Health 63: 839–
841.

39. Dandona P, Aljada A, Bandyopadhyay A (2004) Inflammation: The link
between insulin resistance, obesity and diabetes. Trends in Immunology 25: 4–7.

40. Greider CW, Blackburn EH (1989) A telomeric sequence in the RNA of

tetrahymena telomerase required for telomere repeat synthesis. Nature 337:
331–337.

41. Batty GD, Der G, Macintyre S, Deary IJ (2006) Does IQ explain socioeconomic
inequalities in health? evidence from a population based cohort study in the west

of scotland. BMJ (Clinical Research Ed.) 332: 580–584.

42. Macintyre S (1998) Social inequalities and health in the contemporary world:
Comparative overview. In: Strickland SS, Shetty PS, editors. Human biology

and social inequality. . pp. 20–36.

43. Robertson T, Batty GD, Der G, Green MJ, McGlynn LM, et al. (2012) Is

telomere length socially patterned? evidence from the west of scotland twenty-07
study. PloS One 7: e41805.

Intelligence and Telomere Length

PLOS ONE | www.plosone.org 6 November 2012 | Volume 7 | Issue 11 | e49356


