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eating behavior at 5 years of age – a birth
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Abstract

Background: Low and high birth weight and accelerated postnatal weight gain are associated with an increased
risk of obesity. Perinatal effects on energy intake and eating behavior have been proposed as underlying
mechanisms. This study aimed to examine the independent associations of birth weight and postnatal weight and
height gain with childhood energy intake and satiety response.

Methods: In a birth cohort study, we used data from 2227 children (52 % male), mean age 5.6 (±0.4) years. Mean
daily energy intake and satiety response were parent-reported through validated questionnaires. Exposures were
birth weight z-score and conditional weight and height gain between 0–1, 1–3, 3–6, 6–12 months and 12 months
to 5 years. Conditional weight and height are residuals of current weight and height regressed on prior growth data,
to represent deviations from expected growth. Analyses were adjusted for a set of potential confounding variables.

Results: Conditional weight gain between 1–3, 3–6 months and 12 months to 5 years was significantly associated
with energy intake, with 29.7 (95 %-CI: 4.6; 54.8), 24.0 (1.8; 46.1) and 79.5 (29.4; 129.7) kcal/day more intake for each
Z-score conditional weight gain between 1–3, 3–6 months and 12 months to 5 years, respectively. Conditional
height gain between 0–1, 1–3 months and 12 months to 5 years was negatively associated with energy intake
(β: −42.0 [66.6; –17.4] for 0–1 months, −35.1 [−58.4; −11.8] for 1–3 months and −37.4 [−72.4; −2.3] for 12 months to
5 years). Conditional weight gain in all periods was negatively associated with satiety response, with effect sizes
from − 0.03 (−0.06; −0.002) in early infancy to −0.12 (−0.19; −0.06) in childhood. Birth weight was not associated with
energy intake or satiety response.

Conclusions: Our findings suggest that accelerated infant and childhood weight gain are associated with increased
energy intake and diminished satiety response at 5 years. Accelerated height gain seems to be beneficial for
childhood energy intake. This perinatal ‘programming’ of energy intake and eating behavior provide a potential
mechanism linking early life influences with later obesity and cardiovascular disease.
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Background
The alarming rise of childhood obesity world-wide has
been identified by the WHO as one of the most serious
public health challenges of the 21st century [1]. Secular
trends toward increased intake of energy-dense foods
and decreased levels of physical activity are recognized
as attributable factors to this obesity epidemic, but more
recently the perinatal environment has been suggested
to play a role. This is based on the observations of
numerous population-based cohort studies showing that
both low and high birth weight are associated with in-
creased obesity risk [2]. This risk seems to be enhanced
when followed by accelerated postnatal weight gain [3],
while height gain might protect against subsequent obesity
[4]. A proposed explanation for the association of birth
weight and postnatal growth with later obesity is through
the concept of ‘Developmental Origins of Health and
Disease’, which states that environmental cues during
critical periods of life elicit predictive adaptive responses
that shape tissue development and metabolic pathways,
thereby permanently affecting later health and disease risk
[5]. However, the mechanisms by which the perinatal
environment influence obesity risk, the relative effects of
weight and height gains and which period of postnatal
growth has the greatest impact on later health are not
well established.
There is clear evidence that nutritional insults dur-

ing prenatal or early postnatal life can impact hy-
pothalamic development and function, with lasting
effects on feeding and metabolism [6]. Therefore, one
possible mechanism by which birth weight and direct
postnatal growth influence the risk of obesity is that
the perinatal environment alters the function of cen-
tral regulatory mechanisms, including appetite regula-
tion. Animal models were the first to show adult
hyperphagia [7–9] and altered feeding behavior [10] in
low birth weight offspring, especially when low birth
weight was followed by rapid postnatal weight gain. A
more recent meta-analysis, however, concluded that
there is little effect of prenatal caloric restriction on
the programming of appetite in rats, and suggested
that the critical window for altering feeding behavior
might be located after birth [11]. In humans, only a
few studies investigated the early-life effects on later
energy intake. Two studies showed that prenatal
exposure to the Dutch Famine was associated with
increased energy intake at middle age [12, 13], while
one study from Brazil observed altered feeding pre-
ferences in young women born with low birth weight
[14]. However, these studies have been criticized as
models of mild nutritional deprivation. In the Brazilian
cohort, altered feeding preference was restricted to se-
verely growth impaired individuals, and the Dutch
Famine cohorts were exposed to environmental stress

(war), besides malnutrition. These stress exposures
could also affect behavior, including eating behavior,
in later life [15]. In addition, the subjects of most
adult cohorts already show an increased rate of obesity
and metabolic sequelae, and these metabolic changes may
by itself influence eating behavior. Therefore, it has been
noted that differences in energy intake and eating behavior
need to be assessed before these metabolic sequelae
become apparent, i.e., in childhood [16]. The effects
of postnatal growth on later energy intake remain to
be addressed.
The aim of the present study was to assess the in-

dependent associations of birth weight, postnatal
weight gain and postnatal height gain with mean daily
energy intake and eating behavior at 5 years of age. In
addition, we assessed whether critical postnatal growth
periods exist for the association of growth with energy
intake and eating behavior by exploring the associa-
tions of discrete time intervals in infancy and child-
hood with these outcomes. We hypothesized that
children with low birth weight and subsequent accel-
erated weight gain, especially in early infancy, have a
higher energy intake and a decreased satiety response
at 5 years of age.

Methods
Setting
The subjects are participants in the Amsterdam Born
Children and their Development (ABCD) cohort, origin-
ally consisting of 8266 pregnant female residents of
Amsterdam and their offspring. Details of the study, in-
cluding its rationale, background and measurements, are
described in previous publications [17]. A flowchart of the
sampling procedure and attrition rates is available as
supplementary figure on the study website. Briefly, the
women enrolled in this study completed questionnaires
during and after their pregnancy covering sociodemo-
graphic data, lifestyle, dietary habits and psychosocial
factors, conventional medical and obstetric history,
and perinatal details. Of the 6735 women who gave
permission for follow-up of their child, 6575 mothers
also consented to follow up of their child’s growth data.
Of these children, 3321 children completed a ‘health
check’ at 5 years of age, at which data on growth and
body composition were collected, amongst others. In
addition, mothers completed questionnaires about the
child’s health, development and behavior, and food con-
sumption and eating behaviors.
Written informed consent was obtained from each

mother at enrolment and at the age 5 health check.
Ethical approval was granted by the Amsterdam
Medical Center’s Ethics Committee, and all pro-
cedures complied with the ethical standards of the
Helsinki Declaration [18].
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Assessment of energy intake and eating behavior
Mean daily energy intake and eating behavior of the
children were assessed by the Food Frequency Question-
naire (FFQ) and Child Eating Behavior Questionnaire
(CEBQ), respectively, completed by the mothers when
the children were 5 years of age.
The FFQ approximates mean daily dietary intake

based on reported consumption of 71 food items [19].
The questionnaire is developed for Dutch children based
on data from the third Dutch National Food Consump-
tion Survey, and validated in children aged 4–6 years
[20]. For each food item parents indicated their child’s
habitual consumption frequency in the previous four
weeks by checking one of six frequency categories
ranging from ‘never’ to ‘6–7 days a week’. Portion sizes
were specified in natural units (e.g., one apple), common
household measures (e.g., one glass of milk) or grams.
The average daily intake of macro- and micronutrients
was calculated by multiplying the reported daily intake
of each food by its nutrient content, according to the
Netherlands Food Composition Table NEVO 2001 [21].
Although a comprehensive diet analysis was performed,
only the primary variable of interest (i.e., mean daily
energy intake) was included in the present statistical
analysis.
The CEBQ is a parent-report questionnaire that mea-

sures eight dimensions of eating style in children (food
responsiveness, enjoyment of food, satiety responsive-
ness, slowness in eating, fussiness, emotional overeating,
emotional undereating, and desire to drink) [22]. The 35
items are rated on a 5-point scale, ranging from ‘never’
to ‘always’. For this study, the ‘Satiety Response’ dimen-
sion was used as the outcome measure, as this rep-
resents the ability of a child to reduce food intake to
compensate for prior foods/snacks to regulate its energy
intake, and thereby is of primary interest for this study.
This dimension is a composite measure that averages
the scores of the following items: “My child has a big
appetite”, “My child leaves food on his/her plate at the
end of the meal”, “My child gets full before his/her meal
is finished”; “My child gets full easily” and “My child
cannot eat a meal if he/she has had a snack just before”.
A lower score on this dimension reflects a lower sati-
ety response and thus a more disadvantageous eating
behavior. The Cronbach’s alpha for this dimension
was 0.80.

Growth data
Child’s sex, birth weight and gestational age at birth
were extracted from records from the regional vaccin-
ation register (Entadministratie); the office that also
performs screening for inborn errors of metabolism in
the first week of life. From birth to 12 months of age,
child weight and height were ascertained at on average 8

time points as part of the regular preventive Child
Health Care in the Netherlands, performed by qualified
nurses and physicians.
At age 5, at the ABCD health check, weight and height

were measured by a team of trained researchers accor-
ding to standard protocols using a Leicester portable
height measure (Seca, Birmingham, UK) and a Marsden
weighing scale (model MS-4102, Rotherham, UK), re-
spectively. Children were dressed in light clothing during
these measurements.
Birth weight and subsequent height and weight at 1, 3,

6 and 12 months and 5 years of age were used in the
analysis to reflect pre- and postnatal growth. Since most
children had no measurements on these exact ages,
weight and height data were interpolated to the exact
ages of 1, 3, 6 and 12 months by interpolation using
individual weight curves. Prior to interpolation, accept-
able age windows were defined, which were 0–2, 2–4,
4–8 and 9–15 months for interpolation at 1, 3, 6 and
12 months, respectively. Only children for whom growth
data in all acceptable age windows were available as well
as birth weight and 5 year measurements were used in
the analysis (n = 2533). Birth height was largely missing
in our dataset, and therefore not used in the analyses.
Data on weight and height were converted to sex-specific
weight-for-age and height-for-age Z-scores, respectively,
based on the weight and height distributions of the chil-
dren with complete anthropometric data at all selected
ages. Using these Z-scores, we derived growth between
successive time points by calculating conditional weight
and conditional height variables. The conditional weight
and height values are defined as the difference between
observed and predicted body size, are uncorrelated by
design and are therefore widely used to allow for the high
statistical correlation of subsequent weight and height
measures at each age [23, 24]. Conditional weight was
calculated as the residual from a linear regression of
weight at a given age on all prior weights and heights and
current height. Conditional height was calculated as the
residual from a linear regression of height at a given age
on all prior weights and heights but not current weight.
The conditional value is thus an independent measure
of the deviation in an individual’s observed size from
its expected size given all prior growth values. A posi-
tive conditional value indicates growing faster than
expected given prior size.

Assessment of potential confounding variables
Several variables potentially related to birth weight, infant
growth and/or eating behavior, such as socioeconomic
status (SES), ethnicity, maternal and paternal body mass
index (BMI), smoking during pregnancy, duration of
exclusive breastfeeding, childhood screen time and
childhood physical activity (PA) level were considered
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as potential confounders [25]. SES was based on attained
maternal educational level and parents' BMI on self-
reported height and weight, collected by questionnaire
when the children were 5 years of age. Childhood screen
time was based on parents’ report of the duration that
their child spent watching TV or used a computer or
console, scored on a 7-point scale ranging from ‘(almost)
never’ to ‘5 h/day or more’. PA level was based on parents’
responses to questions on duration of playing outside in
summer and winter for weekdays and weekend days
separately (0–4 h/day) and sports participation (0–4 h/
week), which were averaged to produce a PA score (range
0-4) of their child.

Data analysis
Univariate comparisons of basic demographic character-
istics and potential confounding factors between the
children included in this analysis and those excluded
because of insufficient growth data were performed with
use of the Student’s t-test for continuous variables and
the χ2 test for discrete variables. Descriptive statistics
are given as means and SD for continuous data and
as frequency distributions for categorical data, unless
otherwise stated.
A multivariable linear regression analysis was con-

ducted to assess the association of birth weight, condi-
tional weight variables and conditional height variables
with mean daily energy intake and satiety response at
age 5. This analysis was adjusted for a set of potential
confounding variables: sex, gestational age, ethnicity,
maternal and paternal BMI, socioeconomic status, smok-
ing during pregnancy, duration of exclusive breastfeed-
ing, current age, height and BMI, screen time and PA
level. We present both the unstandardized and the stan-
dardized regression coefficients, to provide a better esti-
mate of the magnitude of the association. The
distribution of the outcome variables and their residuals
was checked for normality and transformations were not
deemed necessary.
Because of potential sex differences in the developmen-

tal origins of obesity [16], effect modification by sex was
assessed by addition of interaction terms.
In a sensitivity analysis, we further assessed how as-

sociations found in the primary analyses were influ-
enced or driven by extreme values. Therefore, the analyses
were redone excluding the subjects with mean daily en-
ergy intakes more than +2SD above the mean or less than
-2SD below the mean. In addition, because children born
preterm (<37 weeks’ gestation) and/or low birth weight
(birth weight < -2SD) have substantially different post-
natal growth trajectories than children born appropriate-
for-gestational age and at term [26], we conducted a
sensitivity analysis of the original models excluding
these subjects.

Statistical analyses were performed using SPSS Statis-
tics for Windows, Version 17.0. The level of statistical
significance was set at 0.05, except for the interaction
terms, for which a P-value less than 0.10 was considered
significant.

Results
Descriptive statistics
Two thousand two hundred twenty-seven children of the
total ABCD cohort had complete data on growth, energy
intake and eating behavior available and were included in
the final analysis (see Additional file 1: Figure S1). Rele-
vant baseline characteristics of these children, and a non-
response analysis of the remainder of the cohort, are
presented in Table 1. Sex-specific growth and outcome
variables are presented in Table 2. The parent-reported
mean daily energy intake in our cohort ranged from 466
to 4055 kcal/day. This wide distribution was mainly due
to a few extreme values, as 98 % of the children had an
energy intake between 863 and 2537 kcal/day. Further
information about the distribution of the mean daily
energy intake is presented in a histogram available as
supplementary figure S1 at the International Journal of
Behavioral Nutrition and Physical Activity‘s website.

Primary results
Table 3 presents the results of the regression analyses of
the association of birth weight, conditional weight and
conditional height with mean daily energy intake and
satiety response at age 5, fully adjusted for a range of
confounders. Conditional weight gain between 1 and 3,
and then 3 and 6 months, was positively associated
with energy intake, with a 29.7 kcal/day (95 %-CI: 4.6;
54.8. P = 0.02) and a 24.0 kcal/day (95 %-CI: 1.8; 46.1.
P = 0.03) higher intake at age 5 for every Z-score con-
ditional weight gain between 1–3 months and 3–6 months,
respectively. The magnitude of the association between
childhood conditional weight gain (i.e., between 12 months
and 5 years) and energy intake was approximately 3 times
greater (β = 79.5. 95 %-CI: 29.4; 129.7. P = 0.002). Condi-
tional height gain in early infancy was inversely associated
with energy intake: for every Z-score increase in con-
ditional height between 0–1 and 1–3 months, mean
daily energy intake was 42.0 kcal (95 %-CI: −66.6; −17.4. P
< 0.001) and 35.1 kcal (95 %-CI: −58.4; −11.8. P = 0.003)
lower at age 5. In addition, there was an inverse associ-
ation of childhood conditional height gain with energy
intake of similar magnitude.
All conditional weight variables had inverse associations

with satiety response, with incremental regression coeffi-
cients from early infancy to childhood: from a 0.03 lower
satiety response score (95 %-CI: −0.06 ;−0.002. P = 0.03)
for every Z-score increase in conditional weight in the first
month of life to a 0.12 lower score (95 %-CI: −0.19; −0.06.
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P < 0.001) for every Z-score increase in childhood. Condi-
tional height showed no association with satiety response,
and birth weight Z-score was associated with neither
mean daily energy intake nor satiety response.
We tested for heterogeneity by sex by including an

interaction term of sex with each of the independent vari-
ables. All these interaction terms were non-significant (all

P > 0.10, data not shown), indicating that the associations
of birth weight, conditional weight and conditional height
with mean daily energy intake and satiety response were
similar in boys and girls.

Sensitivity analyses
A sensitivity analysis, with children with reported
mean daily energy intake less than -2SD below or
more than +2SD above the mean excluded (n = 88),
were consistent with the results of the primary ana-
lysis, with slightly broader confidence intervals reflect-
ing the smaller sample size available for analysis. The
results of the analyses were also materially unaltered
following the exclusion of children born before
37 weeks gestation (n = 54), with a birth weight less
than -2SD below the mean (n = 61), or both (n = 59).
The results of both sensitivity analyses are available as
supplementary tables at the journal’s website.

Discussion
In this population-based cohort, we found a higher
mean daily energy intake at age 5 in children with condi-
tional weight gain in early infancy (1 to 6 months) and
childhood (12 months to 5 years). Conditional height
gain in the first 3 months of life or childhood was asso-
ciated with lower mean daily energy intake at age 5. In

Table 1 Characteristics of the study subjects and remainder of
the ABCD cohort

Study subjects Remainder of
the cohort

P value*

n 2,227 2,904

Family characteristics

Ethnicity (%) <0.01

Dutch 78.7 55.3

Surinamese 2.4 6.7

Turkish 1.9 5.0

Moroccan 3.8 8.6

Other 13.1 24.4

Maternal BMI in kg/m2 23.5 (4.0) 23.7 (4.1) 0.18

Paternal BMI in kg/m2 24.8 (3.0) 25.2 (3.4) <0.01

Parental SES (%) <0.01

Low 3.9 6.8

Mid 26.7 34.5

High 69.4 58.8

Maternal smoking
during pregnancy (% yes)

6.1 7.5 0.03

Duration of exclusive
breastfeeding in weeks
[median, IQR]

12.0 (20.0) 8.0 (14.0) <0.01

Subject characteristics - Birth

Sex (% male) 51.3 49.1 0.11

Gestational age in weeks 40.1 39.5 <0.01

Birth weight in grammes 3570 (501) 3377 (606) <0.01

Subject characteristics –
Questionnaire data

Age at FFQ in years 5.7 (0.5) 5.8 (0.5) <0.01

Mean energy intake
in kcal/day

1530 (338) 1554 (372) <0.01

Age at CEBQ in years 5.1 (0.2) 5.3 (0.4) <0.01

Satiety Response
subscore

2.4 (0.5) 2.4 (0.5) 0.25

Screen time in
hours/day

1.37 (0.97) 1.56 (1.15) <0.01

PA score (range 0–4) 1.30 (0.60) 1.22 (0.61) <0.01

Descriptive statistics for the study participants and the remainder of the ABCD
cohort. Data presented as means and SD in parenthesis unless
otherwise stated
Abbreviations: BMI Body mass index, SES Socioeconomic status, FFQ Food
Frequency Questionnaire, CEBQ Child Eating Behavior Questionnaire, PA
Physical activity
*Student’s t-test for continuous variables, Pearson χ2 for dichotomous variable

Table 2 Descriptive growth and outcome data of the study
subjects

Boys Girls

N 1147 1080

Growth characteristics

Weight in kilogrammes

Birth 3.61 (0.50) 3.48 (0.46)

1 month 4.57 (0.55) 4.28 (0.49)

3 months 6.39 (0.68) 5.83 (0.62)

6 months 8.09 (0.82) 7.45 (0.76)

12 months 10.2 (1.0) 9.5 (1.0)

5 years 21.2 (3.0) 21.0 (3.4)

Height in centimetres

1 months 55.2 (2.0) 54.1 (2.0)

3 months 62.0 (2.0) 60.4 (1.9)

6 months 68.4 (2.1) 66.6 (2.0)

12 months 76.5 (2.4) 74.9 (2.3)

5 years 116.8 (5.5) 116.1 (5.7)

BMI at 5 years in kg/m2 15.5 (1.3) 15.5 (1.6)

Primary outcome measures

Mean energy intake in kcal/day 1585 (339) 1583 (325)

Satiety Response subscore 2.3 (0.5) 2.4 (0.5)

Sex-specific descriptive growth and outcome data for the study participants.
Data presented as means and SD in parenthesis
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addition, conditional weight gain was associated with a
lower satiety response, irrespective of the period in
which conditional weight gain occurred. Conditional
weight gain in childhood had an effect size approxi-
mately three times that of conditional weight gain in in-
fancy, both for its association with energy intake and
satiety response. These results were adjusted for a range
of confounding variables including child’s current BMI,
and were not driven by outliers or children born pre-
term or with low birth weight, as the exclusion of these
children produced similar results.
To the best of our knowledge, this is the first study in

humans describing associations between postnatal growth
and later energy intake. The limited literature on early
growth and energy intake solely focuses on birth weight,
as a marker of prenatal growth. Two independent publica-
tions on the health effects of prenatal exposure to the
Dutch famine reported that prenatal undernutrition is
associated with a preference for an energy-dense diet
[12, 13], and in one publication with a higher energy
intake at middle age [13]. In addition, an association
of severe intra-uterine growth retardation with un-
favorable dietary habits were found in a Brazilian and a
Finnish cohort of young adults [14, 27]. However, in the
only available publication on the association of birth
weight with childhood energy intake, Shultis et al. found
no associations of birth weight with childhood energy
intake in a subgroup of the ALSPAC birth cohort [28].
Similarly, a recent study in three prospective birth cohorts
found generally no effect of birth weight on eating behav-
iors in childhood [29]. This is in line with the conclusion
of our study that birth weight is not associated with

energy intake or satiety response in healthy children.
These apparent conflicting results could be explained by
the severity of nutritional deprivation, with measurable ef-
fects on later intake only after severe intrauterine growth
restriction, or the additive impact of other environmental
(war) stressors in the famine cohorts. Another possible ex-
planation arises from the observation that associations of
birth weight with energy intake and eating behavior are
consistently found in adult cohorts, while studies in chil-
dren, like ours, found no such association. Low birth
weight is associated with features of the metabolic syn-
drome, especially in adulthood [30], which may secondar-
ily influence dietary habits through an altered secretion of
adipokines that control energy balance [31, 32]. Altered
adult energy intake may thereby be a direct effect of the
metabolic syndrome associated with low birth weight, in-
stead of a mediating link in the pathway of low birth
weight to obesity.
Our findings suggest that postnatal growth is associ-

ated with childhood energy intake, with effect sizes ran-
ging from 24 kcal/day in early infancy to 80 kcal/day in
childhood for every Z-score conditional weight gain. In
contrast, conditional height gain during infancy or child-
hood is associated with lower energy intake. This is in
line with other studies, showing detrimental effects of
accelerated weight gain on later body composition [33]
and obesity risk [34], while accelerated height gain is as-
sociated with a more healthy body composition charac-
terized by an increase in fat-free mass [35].
Although the effect size of accelerated conditional

weight gain may appear small, when considering food
consumption even small but chronic excesses in intake

Table 3 Association of birth weight, conditional weight and conditional height with mean daily energy intake and satiety response

Energy intake
(kcal/day) B (95 %-CI)

Standard. Beta
(95 %-CI)

P-value Satiety Response
(score) B (95 %-CI)

Standard. Beta
(95 %-CI)

P-value

Weight

Birth weight −7.1 (−30.9; 16.7) −0.02 (−0.09; 0.05) 0.56 −0.01 (−0.04; 0.02) −0.02 (−0.08; 0.04) 0.51

Conditional weight 0–1 month 4.5 (−16.1; 25.2) 0.01 (−0.05; 0.08) 0.67 −0.03 (−0.06; −0.00) −0.06 (−0.12; −0.00) 0.03

Conditional weight 1–3 months 29.7 (4.6; 54.8) 0.09 (0.01; 0.16) 0.02 −0.05 (−0.08; −0.01) −0.08 (−0.15; −0.01) 0.006

Conditional weight 3–6 months 24.0 (1.8; 46.1) 0.07 (0.01; 0.14) 0.03 −0.04 (−0.07; −0.01) −0.07 (−0.13; −0.00) 0.01

Conditional weight 6–12 months 8.9 (−14.5; 32.2) 0.03 (−0.04; 0.10) 0.46 −0.07 (−0.10; −0.04) −0.15 (−0.21; −0.08) <0.001

Conditional weight 12 months–5 years 79.5 (29.4; 129.7) 0.23 (0.08; 0.37) 0.002 −0.12 (−0.19; −0.06) −0.23 (−0.37; −0.10) <0.001

Height

Conditional height 0–1 month −42.0 (−66.6; −17.4) −0.13 (−0.20; −0.05) <0.001 0.01 (−0.02; 0.04) 0.00 (−0.06; 0.06) 0.48

Conditional height 1–3 months −35.1 (−58.4; −11.8) −0.11 (−0.18; −0.04) 0.003 0.00 (−0.03; 0.02) −0.02 (−0.07; 0.04) 0.94

Conditional height 3–6 months −9.0 (−29.9; 11.9) −0.03 (−0.09; 0.03) 0.40 −0.02 (−0.05; 0.00) −0.06 (−0.11; 0.00) 0.06

Conditional height 6–12 months −9.4 (−31.4; 12.6) −0.03 (−0.09; 0.04) 0.40 −0.02 (−0.04; 0.01) −0.04 (−0.09; 0.02) 0.12

Conditional height 12 months–5 years −37.4 (−72.4; −2.3) −0.11 (−0.21; −0.01) 0.04 −0.02 (−0.05; 0.01) −0.04 (−0.11; 0.03) 0.24

Results of the regression analysis of the association of birth weight, conditional weight and conditional height (all in Z-scores) with mean daily energy intake and
satiety response at age 5. The coefficients are presented both in the original units of measurement and in standardized betas. Analysis adjusted for sex, gestational
age, ethnicity, maternal and paternal body mass index, socioeconomic status, smoking during pregnancy, duration of exclusive breastfeeding, current age, height
and body mass index, screen time and physical activity score at age 5
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could result in a positive energy imbalance resulting in
excessive weight gain. For instance, a mathematical
model applied to the population of the United States
concluded that the obesity epidemic could be explained
by an average energy imbalance between intake and ex-
penditure of about 10 kcal/day [36]. In addition, it was
estimated that the gradual weight gain of the population
of 0.5–1 kg a year over the last two decades can be
accounted for by a positive energy imbalance of 15 kcal/
day [37]. Therefore, the observed differences in energy
intake associated with conditional weight gain could
contribute to the increased adiposity risk associated with
increased early life growth and hence merit public health
attention.
We only found associations of conditional weight and

height gain with energy intake for the period of early in-
fancy (first 6 months) and early childhood (1 to 5 years).
Although having a different outcome variable, these ‘crit-
ical periods’ for the development of childhood energy in-
take in our study rather consistently resemble the
periods in which weight gain is associated with later
body composition. Two studies independently reported
that rapid weight gain in early infancy (0–6 months) and
early childhood (2/3–6 years), but not in the in-between
period, were associated with later body composition [38,
39]. In both studies it was suggested that these periods
resemble two different critical periods for the develop-
mental origins of obesity, with different underlying
mechanisms leading to these associations. In early in-
fancy, the development of hypothalamic centers respon-
sible for energy balance are susceptible to environmental
cues. For instance, in animal models, perinatal malnutri-
tion was characterized by the induction of central leptin
resistance and changes in hypothalamic circuitry, with
life-long effects on food intake, energy expenditure and
metabolic regulation [8, 40]. In childhood, accelerated
weight gain might influence energy intake by the con-
cept of ‘adiposity rebound’: the rise in BMI after an ini-
tial drop that occurs between age 2 and 5. An early
onset of this phenomenon is associated with an in-
creased risk of later obesity, independent of other risk
factors, and empirical evidence suggests that suboptimal
perinatal growth advances the timing of adiposity re-
bound [41]. Moreover, the age of adiposity rebound is
considered of critical importance to the programming of
energy balance [42]. Conditional weight gain between 1
and 5 years in our study might thereby reflect an early
rise in BMI in the context of an early adiposity rebound,
through which eating behaviors and energy intake may
be influenced.
Studies are increasingly demonstrating that early life

fat accretion, as opposed to a gain in fat-free mass, is
implicated in the induction of adult diseases. In our
study, infant and childhood weight gain adjusted for

height represented a global index of fat accretion.
This is common practice in epidemiological studies,
because height-adjusted weight gain is consistently
associated with increased fat deposition [43, 44], and
an increased risk of subsequent obesity [45]. Nonethe-
less, it represents a very crude index of fat mass, and
weight gain has been associated with a gain in fat-
free mass as well [38]. Similarly non-specific are birth
weight as a marker for prenatal growth and height
gain as a marker for fat-free mass. The ABCD study
has insufficient longitudinal data based on higher-
quality body composition techniques, such as bioelec-
trical impedance analysis (BIA) and dual energy X-ray
absorptiometry (DXA) to address this issue. This im-
plies that future studies of early influences on energy
intake or eating behavior should adopt high-quality
body composition techniques to assess which body
component is critical for the observed effect. How-
ever, because in most countries postnatal weight and
height is routinely measured on multiple occasions in
every child, in contrast to BIA or DXA, its associ-
ation with obesogenic behaviors has more potential
importance for clinical practice and public health, as
it allows such growth to be used as a predictor of
later risk.

Strengths and weaknesses
A major strength of the current study is the use of a
large cohort of apparently healthy boys and girls, with
detailed objectively assessed growth data obtained from
reliable records. This data is prospectively collected from
birth to childhood, which enables exploration of a longi-
tudinal relationship. In addition, we were able to adjust
for many known confounders, such as parental BMI and
smoking during pregnancy, and to adjust for height,
BMI, screen time and PA, which are known to influence
energy intake independent of early growth.
A further strength is the use of conditional growth

variables to model growth during discrete time intervals
in our cohort. It has been argued that this approach
allows for the high correlation of height and size mea-
sures, at least partially resolving the problem of collin-
earity in traditional multiple regression analysis [23].
Our growth measures are, by design, uncorrelated with
each other, and the use of Z-scores permits direct
comparison of effect sizes across ages.
Several issues in the design and implementation of the

study are worth considering. First, we only included
children of the ABCD cohort whose weight and height
could be estimated for each relevant time point. This
reduced the number of eligible children to 2,227, but
increased the accuracy of the data analyzed. The accur-
acy of the estimates depends on accurate measurements
of body size and a correct modeling of growth in the
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ABCD cohort. Measurement errors, outliers and incor-
rect assumptions of the growth model may potentially
impair the accuracy of the estimate. Participation rates
were higher among children from higher SES groups
and of Dutch descent, so these children were overrepre-
sented in our analysis. Selection bias would be expected
to affect the results only if the association of early
growth with energy intake and satiety response was dif-
ferent in included children compared with the remainder
of the cohort. This is unlikely but cannot be excluded.
Second, the validity of energy intake reporting by the

FFQ may be challenged, based on the observation that
energy intake is systematically misreported in validation
studies of energy intake against objectively measured
energy expenditure [46]. In addition, accurate parental
assessment of their child’s energy intake is hindered by
the child’s out-of-home food intake [47]. However, a
review of validation studies in children concluded that
parent-reported energy intake was valid in younger
children when compared to doubly-labelled water mea-
sured energy expenditure [48]. More specifically to our
study, energy intake derived from the FFQ was consid-
ered in good agreement to energy expenditure in thirty
Dutch children aged 4–6 years, a study population very
similar to the children of the ABCD cohort [20]. In
addition, a mathematical model to estimate children’s
energy requirements, taking growth and development
into account, estimated that energy intake for 5 year old
children would be approximately 1400–1600 kcal/day
[49]. This corresponds to the mean parent-reported
energy intake of 1530 kcal/day, which suggests that the
FFQ is accurate in its estimation of the children’s energy
intake, at least on a population level. Trabulsi & Schoeller
proposed that the removal of implausible energy intake
data from the data set could account for potential report-
ing error [50], but our sensitivity analysis with the exclu-
sion of outliers did not influence the results. Therefore,
we believe that the observed associations are genuine and
just, but do acknowledge that potential reporting bias has
important implications when attempting to associate early
growth with energy intake or satiety response and thus
our results should be interpreted with caution.
Third, because of the observational nature of the study

with energy intake and satiety responsiveness not mea-
sured until 5 years of age, we cannot infer causality.
Although the temporal order of our findings suggests an
effect of early weight gain on later energy intake and
satiety response, a recent study suggested reversed
causality: i.e., that infants may already have an increased
energy intake and diminished satiety response leading to
subsequent increased infant and childhood weight gain
[51]. Studies are currently underway that aim to capture
feeding practices and eating behaviors from infancy
onwards and relate them to future growth [52]. This will

provide a better understanding of how and when en-
ergy intake and satiety response diverge between rapid
infant weight gain subjects and their normal infant
weight gain peers.

Conclusions
In conclusion, accelerated infant and childhood weight
gain were associated with increased energy intake and
eating behavior in childhood, while rapid height gain in
early infancy and childhood was associated with reduced
childhood energy intake. Future studies on the biological
determinants of energy intake and eating behaviors
should try to further elucidate the independent associa-
tions of infant and childhood height and weight gain,
aim to replicate our findings in more diverse socioeco-
nomic and ethnic cohorts and capture energy intake and
eating behaviors from an early age onwards to provide
further clarification on the directionality of the associa-
tions. If future studies confirm the association between
early growth and later intake and eating behaviors, these
behaviors may be potential mediating factors in the asso-
ciation of early growth with later chronic disease risk.
Then, future efforts to prevent childhood obesity through
optimization of feeding patterns could in particular focus
on children with accelerated infant and childhood weight
gain as they are at increased risk of excessive energy intake
and detrimental eating behaviors.

Additional file

Additional file 1: Figure S1. Sampling procedure of the ABCD study.
Figure S2. Histogram showing the reported mean daily energy intake.
Table S1. Sensitivity analysis with the exclusion of extreme energy intake
values. Table S2. Sensitivity analysis with the exclusion of children born
preterm and/or with low birth weight. (DOCX 151 kb)

Abbreviations
ABCD: Amsterdam born children and their development; BIA: bioelectrical
impedance analysis; BMI: body mass index; CEBQ: child eating behavior
questionnaire; DXA: dual energy x-ray absorptiometry; FFQ: food frequency
questionnaire; PA: physical activity; SES: socioeconomic status.

Competing interests
No financial or non-financial competing interests.

Authors’ contributions
TV and RG designed research; TV and RG conducted research; AD analyzed
data and performed statistical analyses; AD wrote the paper; all authors
revised the article on critically important intellectual content; all authors read
and approved the final manuscript.

Author details
1Department of Pediatrics, EMGO Institute for Health & Care Research,
Institute for Cardiovascular Research VU, VU University Medical Center,
Amsterdam, The Netherlands. 2Department of Public and Occupational
Health, EMGO institute for Health & Care Research, VU University Medical
Center, P.O. Box 70571007 MB Amsterdam, The Netherlands. 3Department of
Public Health, Academic Medical Centre, University of Amsterdam,
Amsterdam, The Netherlands.

van Deutekom et al. International Journal of Behavioral Nutrition and Physical Activity  (2016) 13:15 Page 8 of 10

dx.doi.org/10.1186/s12966-016-0335-4


Received: 5 July 2015 Accepted: 26 January 2016

References
1. World Health Organization [internet]. Global Strategy on Diet,

Physical Activity and Health (2014) [Accessed 2015 Aug 15]. Available
from: http://www.who.int/dietphysicalactivity/pa/en/.

2. Yu ZB, Han SP, Zhu GZ, Zhu C, Wang XJ, Cao XG, et al. Birth weight
and subsequent risk of obesity: a systematic review and meta-analysis.
Obes Rev. 2011;12(7):525–42.

3. Monteiro PO, Victora CG. Rapid growth in infancy and childhood and
obesity in later life–a systematic review. Obes Rev. 2005;6(2):143–54.

4. Menezes AM, Hallal PC, Dumith SC, Matijasevich AM, Araujo CL, Yudkin J,
et al. Adolescent blood pressure, body mass index and skin folds: sorting
out the effects of early weight and length gains. J Epidemiol Community
Health. 2012;66(2):149–54. doi:10.1136/jech.2010.124842.

5. Hanson MA, Gluckman PD. Early developmental conditioning of later health
and disease: physiology or pathophysiology? Physiol Rev. 2014;94(4):
1027–76. doi:10.1152/physrev.00029.2013.

6. Remmers F. Delemarre-van de Waal HA. Developmental programming of
energy balance and its hypothalamic regulation. Endocr Rev. 2011;32(2):
272–311.

7. Vickers MH, Gluckman PD, Coveny AH, Hofman PL, Cutfield WS, Gertler A,
et al. Neonatal leptin treatment reverses developmental programming.
Endocrinology. 2005;146(10):4211–6.

8. Bellinger L, Sculley DV, Langley-Evans SC. Exposure to undernutrition in fetal
life determines fat distribution, locomotor activity and food intake in ageing
rats. Int J Obes (Lond). 2006;30(5):729–38.

9. Schellong K, Neumann U, Rancourt RC, Plagemann A. Increase of long-term
‘diabesity’ risk, hyperphagia, and altered hypothalamic neuropeptide
expression in neonatally overnourished ‘small-for-gestational-age’ (SGA) rats.
PLoS One. 2013;8(11):e78799. doi:10.1371/journal.pone.0078799.

10. Bellinger L, Lilley C, Langley-Evans SC. Prenatal exposure to a maternal low-
protein diet programmes a preference for high-fat foods in the young adult
rat. Br J Nutr. 2004;92(3):513–20.

11. Lagisz M, Blair H, Kenyon P, Uller T, Raubenheimer D, Nakagawa S.
Transgenerational effects of caloric restriction on appetite: a meta-analysis.
Obes Rev. 2014;15(4):294–309. doi:10.1111/obr.12138.

12. Lussana F, Painter RC, Ocke MC, Buller HR, Bossuyt PM, Roseboom TJ.
Prenatal exposure to the Dutch famine is associated with a preference for
fatty foods and a more atherogenic lipid profile. Am J Clin Nutr. 2008;88(6):
1648–52.

13. Stein AD, Rundle A, Wada N, Goldbohm RA, Lumey LH. Associations of
gestational exposure to famine with energy balance and macronutrient
density of the diet at age 58 years differ according to the reference
population used. J Nutr. 2009;139(8):1555–61.

14. Barbieri MA, Portella AK, Silveira PP, Bettiol H, Agranonik M, Silva AA, et al.
Severe intrauterine growth restriction is associated with higher spontaneous
carbohydrate intake in young women. Pediatr Res. 2009;65(2):215–20.
doi:10.1203/PDR.0b013e31818d6850.

15. Portella AK, Kajantie E, Hovi P, Desai M, Ross MG, Goldani MZ, et al.
Effects of in utero conditions on adult feeding preferences. J Dev Orig
Health Dis. 2012;3(3):140–52.
doi:10.1017/s2040174412000062.

16. Silveira PP, Agranonik M, Faras H, Portella AK, Meaney MJ, Levitan RD.
Preliminary evidence for an impulsivity-based thrifty eating phenotype.
Pediatr Res. 2012;71(3):293–8. doi:10.1038/pr.2011.39.

17. van Eijsden M, Vrijkotte TG, Gemke RJ, van der Wal MF. Cohort profile: the
Amsterdam Born Children and their Development (ABCD) study.
Int J Epidemiol. 2011;40(5):1176–86.

18. World Medical Association [internet]. Decleration of Helsinki. Ethical Principles for
Medical Research Involving Human Subjects (2008) [Accessed 2013 Apr 26].
Available from: http://www.wma.net/en/30publications/10policies/b3/index.html.

19. Brants HA, Stafleu A, Ter Doest D, Hulshof K. Development of a Food
Frequency Questionnaire: Energy intake of children 2–12 years of age
(Dutch: Ontwikkeling van een voedselfrequentievragenlijst: energie-inname
van kinderen van 2 tot en met 12 jaar). Voeding NU. 2006;2:25–8.

20. Dutman AE, Stafleu A, Kruizinga A, Brants HA, Westerterp KR, Kistemaker C,
et al. Validation of an FFQ and options for data processing using the doubly
labelled water method in children. Public Health Nutr. 2011;14(3):410–7.
doi:10.1017/s1368980010002119.

21. Voedingscentrum. Nederlands voedingsstoffenbestand 2001 (NEVO Table
2001. Netherlands Food Consumption Table). Den Haag: Stichting
Nederlands Voedingstoffenbestand; 2001.

22. Wardle J, Guthrie CA, Sanderson S, Rapoport L. Development of the
Children’s Eating Behaviour Questionnaire. J Child Psychol Psychiatry.
2001;42(7):963–70.

23. Tu YK, Tilling K, Sterne JA, Gilthorpe MS. A critical evaluation of statistical
approaches to examining the role of growth trajectories in the
developmental origins of health and disease. Int J Epidemiol. 2013;42(5):
1327–39. doi:10.1093/ije/dyt157.

24. de Beer M, Vrijkotte TG, Fall CH, van Eijsden M, Osmond C, Gemke RJ.
Associations of infant feeding and timing of linear growth and relative
weight gain during early life with childhood body composition. Int J Obes
(Lond). 2014. doi:10.1038/ijo.2014.200.

25. Kiefte-de Jong JC, de Vries JH, Bleeker SE, Jaddoe VW, Hofman A, Raat H,
et al. Socio-demographic and lifestyle determinants of ‘Western-like’ and
‘Health conscious’ dietary patterns in toddlers. Br J Nutr. 2013;109(1):137–47.
doi:10.1017/s0007114512000682.

26. Euser AM, de Wit CC, Finken MJ, Rijken M, Wit JM. Growth of preterm born
children. Horm Res. 2008;70(6):319–28. doi:10.1159/000161862.

27. Kaseva N, Wehkalampi K, Hemio K, Hovi P, Jarvenpaa AL, Andersson S, et al.
Diet and nutrient intake in young adults born preterm at very low birth
weight. J Pediatr. 2013;163(1):43–8. doi:10.1016/j.jpeds.2012.12.076.

28. Shultis WA, Leary SD, Ness AR, Bain CJ, Emmett PM. Does birth weight
predict childhood diet in the Avon longitudinal study of parents and
children? J Epidemiol Community Health. 2005;59(11):955–60.
doi:10.1136/jech.2005.034413.

29. Oliveira A, de Lauzon-Guillain B, Jones L, Emmett P, Moreira P, Ramos E,
et al. Birth weight and eating behaviors of young children. J Pediatr. 2015;
166(1):59–65. doi:10.1016/j.jpeds.2014.09.031.

30. Rinaudo P, Wang E. Fetal programming and metabolic syndrome. Annu Rev
Physiol. 2012;74:107–30. doi:10.1146/annurev-physiol-020911-153245.

31. Meier U, Gressner AM. Endocrine regulation of energy metabolism:
review of pathobiochemical and clinical chemical aspects of leptin,
ghrelin, adiponectin, and resistin. Clin Chem. 2004;50(9):1511–25.
doi:10.1373/clinchem.2004.032482.

32. Ahima RS. Adipose tissue as an endocrine organ. Obesity (Silver Spring).
2006;14 Suppl 5:242S–9S. doi:10.1038/oby.2006.317.

33. Cheng G, Bolzenius K, Joslowski G, Gunther AL, Kroke A, Heinrich J, et al.
Velocities of weight, height and fat mass gain during potentially critical
periods of growth are decisive for adult body composition. Eur J Clin Nutr.
2014. doi:10.1038/ejcn.2014.131.

34. Monteiro PO, Victora CG, Barros FC, Monteiro LM. Birth size, early childhood
growth, and adolescent obesity in a Brazilian birth cohort. Int J Obes Relat
Metab Disord. 2003;27(10):1274–82. doi:10.1038/sj.ijo.0802409.

35. Adair LS, Fall CHD, Osmond C, Stein AD, Martorell R, Ramirez-Zea M, et al.
Associations of linear growth and relative weight gain during early life with
adult health and human capital in countries of low and middle income:
findings from five birth cohort studies. Lancet. 2013;382(9891):525–34.

36. Hall KD, Sacks G, Chandramohan D, Chow CC, Wang YC, Gortmaker SL, et al.
Quantification of the effect of energy imbalance on bodyweight. Lancet.
2011;378(9793):826–37. doi:10.1016/s0140-6736(11)60812-x.

37. Hill JO, Wyatt HR, Reed GW, Peters JC. Obesity and the environment: where do
we go from here? Science. 2003;299(5608):853–5. doi:10.1126/science.1079857.

38. Ekelund U, Ong K, Linne Y, Neovius M, Brage S, Dunger DB, et al. Upward
weight percentile crossing in infancy and early childhood independently
predicts fat mass in young adults: the Stockholm Weight Development
Study (SWEDES). Am J Clin Nutr. 2006;83(2):324–30.

39. Botton J, Heude B, Maccario J, Ducimetiere P, Charles MA. Postnatal
weight and height growth velocities at different ages between birth
and 5 y and body composition in adolescent boys and girls. Am J Clin
Nutr. 2008;87(6):1760–8.

40. Vickers MH, Breier BH, Cutfield WS, Hofman PL, Gluckman PD. Fetal origins
of hyperphagia, obesity, and hypertension and postnatal amplification by
hypercaloric nutrition. Am J Physiol Endocrinol Metab. 2000;279(1):E83–7.

41. Eriksson JG, Kajantie E, Lampl M, Osmond C, Barker DJ. Small head
circumference at birth and early age at adiposity rebound. Acta Physiol
(Oxf). 2014;210(1):154–60. doi:10.1111/apha.12142.

42. Taylor RW, Grant AM, Goulding A, Williams SM. Early adiposity rebound:
review of papers linking this to subsequent obesity in children and adults.
Curr Opin Clin Nutr Metab Care. 2005;8(6):607–12.

van Deutekom et al. International Journal of Behavioral Nutrition and Physical Activity  (2016) 13:15 Page 9 of 10

http://www.who.int/dietphysicalactivity/pa/en/
http://dx.doi.org/10.1136/jech.2010.124842
http://dx.doi.org/10.1152/physrev.00029.2013
http://dx.doi.org/10.1371/journal.pone.0078799
http://dx.doi.org/10.1111/obr.12138
http://dx.doi.org/10.1203/PDR.0b013e31818d6850
http://dx.doi.org/10.1017/s2040174412000062
http://dx.doi.org/10.1038/pr.2011.39
http://www.wma.net/en/30publications/10policies/b3/index.html
http://dx.doi.org/10.1017/s1368980010002119
http://dx.doi.org/10.1093/ije/dyt157
http://dx.doi.org/10.1038/ijo.2014.200
http://dx.doi.org/10.1017/s0007114512000682
http://dx.doi.org/10.1159/000161862
http://dx.doi.org/10.1016/j.jpeds.2012.12.076
http://dx.doi.org/10.1136/jech.2005.034413
http://dx.doi.org/10.1016/j.jpeds.2014.09.031
http://dx.doi.org/10.1146/annurev-physiol-020911-153245
http://dx.doi.org/10.1373/clinchem.2004.032482
http://dx.doi.org/10.1038/oby.2006.317
http://dx.doi.org/10.1038/ejcn.2014.131
http://dx.doi.org/10.1038/sj.ijo.0802409
http://dx.doi.org/10.1016/s0140-6736(11)60812-x
http://dx.doi.org/10.1126/science.1079857
http://dx.doi.org/10.1111/apha.12142


43. Chomtho S, Wells JC, Williams JE, Davies PS, Lucas A, Fewtrell MS. Infant
growth and later body composition: evidence from the 4-component
model. Am J Clin Nutr. 2008;87(6):1776–84.

44. Cheng G, Bolzenius K, Joslowski G, Gunther AL, Kroke A, Heinrich
J et al. Velocities of weight, height and fat mass gain during potentially
critical periods of growth are decisive for adult body composition. Eur J
Clin Nutr. 2015;69(2):262–8. doi:10.1038/ejcn.2014.131.

45. Ong KK, Loos RJ. Rapid infancy weight gain and subsequent obesity:
systematic reviews and hopeful suggestions. Acta Paediatr. 2006;95(8):904–8.
doi:10.1080/08035250600719754.

46. Schoeller DA, Thomas D, Archer E, Heymsfield SB, Blair SN, Goran MI,
et al. Self-report-based estimates of energy intake offer an
inadequate basis for scientific conclusions. Am J Clin Nutr. 2013;
97(6):1413–5. doi:10.3945/ajcn.113.062125.

47. Livingstone MB, Robson PJ. Measurement of dietary intake in children. Proc
Nutr Soc. 2000;59(2):279–93.

48. Hill RJ, Davies PS. The validity of self-reported energy intake as determined
using the doubly labelled water technique. Br J Nutr. 2001;85(4):415–30.

49. Hall KD, Butte NF, Swinburn BA, Chow CC. Dynamics of childhood growth
and obesity: development and validation of a quantitative mathematical
model. Lancet Diabetes Endocrinol. 2013;1(2):97–105.

50. Trabulsi J, Schoeller DA. Evaluation of dietary assessment instruments against
doubly labeled water, a biomarker of habitual energy intake. Am J Physiol
Endocrinol Metab. 2001;281(5):E891–9.

51. Shepard DN, Chandler-Laney PC. Prospective associations of eating
behaviors with weight gain in infants. Obesity (Silver Spring). 2015;23(9):
1881–5. doi:10.1002/oby.21168.

52. Wright CM, Cox KM, Le Couteur A. How does infant behaviour relate to
weight gain and adiposity? Proc Nutr Soc. 2011;70(4):485–93. doi:10.1017/
s0029665111001649.

•  We accept pre-submission inquiries 

•  Our selector tool helps you to find the most relevant journal

•  We provide round the clock customer support 

•  Convenient online submission

•  Thorough peer review

•  Inclusion in PubMed and all major indexing services 

•  Maximum visibility for your research

Submit your manuscript at
www.biomedcentral.com/submit

Submit your next manuscript to BioMed Central 
and we will help you at every step:

van Deutekom et al. International Journal of Behavioral Nutrition and Physical Activity  (2016) 13:15 Page 10 of 10

http://dx.doi.org/10.1038/ejcn.2014.131
http://dx.doi.org/10.1080/08035250600719754
http://dx.doi.org/10.3945/ajcn.113.062125
http://dx.doi.org/10.1002/oby.21168
http://dx.doi.org/10.1017/s0029665111001649
http://dx.doi.org/10.1017/s0029665111001649

	Abstract
	Background
	Methods
	Results
	Conclusions

	Background
	Methods
	Setting
	Assessment of energy intake and eating behavior
	Growth data
	Assessment of potential confounding variables
	Data analysis

	Results
	Descriptive statistics
	Primary results
	Sensitivity analyses

	Discussion
	Strengths and weaknesses

	Conclusions
	Additional file
	Abbreviations
	Competing interests
	Authors’ contributions
	Author details
	References



