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Abstract 

Background: The relationships of healthy lifestyle scores (HLS) of various kinds in adulthood with the risk of chronic 
kidney disease (CKD) have been reported, but little is known about the association of childhood lifestyle with later life 
CKD. This study examined the relationship of HLS from childhood to adulthood with subclinical kidney damage (SKD) 
in midlife, a surrogate measure for CKD.

Methods: Data were collected in an Australian population-based cohort study with 33 years follow-up. 750 partici-
pants with lifestyle information collected in childhood (ages 10–15 years) and midlife (ages 40–50 years), and meas-
ures of kidney function in midlife were included. The HLS was generated from the sum scores of five lifestyle factors 
(body mass index, smoking, alcohol consumption, physical activity, and diet). Each factor was scored as poor (0 point), 
intermediate (1 point), or ideal (2 points). Log-binomial regression was used to investigate the relationship of HLS in 
childhood and from childhood to adulthood with SKD defined as either 1) estimated glomerular filtration rate (eGFR) 
30–60 mL/min/1.73m2 or 2) eGFR> 60 mL/min/1.73m2 with urine albumin-creatinine ratio ≥ 2.5 mg/mmol (males) or 
3.5 mg/mmol (females), adjusting for socio-demographic factors and the duration of follow-up.

Results: The average HLS was 6.6 in childhood and 6.5 in midlife, and the prevalence of SKD was 4.9% (n = 36). 
Neither HLS in childhood nor HLS from childhood to adulthood were significantly associated with the risk of SKD in 
midlife.

Conclusions: A HLS from childhood to adulthood did not predict SKD in this middle-aged, population-based Aus-
tralian cohort.
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Background
Chronic kidney disease (CKD) is one of the major pre-
ventable chronic diseases associated with progression to 
end-stage renal disease, cardiovascular disease (CVD), 

and increased mortality [1]. It was ranked the 12th lead-
ing cause of death and resulted in more than 2.5 million 
(2.17%) deaths worldwide in 2016 [2, 3]. In Australia, 1.8 
million hospitalisations were associated with CKD in 
2017–18 [4]. Although an estimated one in ten Austral-
ian adults (about 1.7 million) in 2011–12 had biomedical 
signs of CKD in a national health survey, less than 10% of 
people were aware that they had it because CKD typically 
has no symptoms at early stages [4, 5].
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The risk factors for CKD can appear from before birth 
through childhood to adulthood, and include fixed 
(genetic, aging) and modifiable (environment, lifestyle) 
factors [6, 7]. Kidney functional plasticity peaks in fetal 
life and is substantial in infants, children, and even 
adults, providing the potential to reverse the negative 
effects of unhealthy lifestyle factors (e.g., obesity, smok-
ing, malnutrition) that threaten kidney development 
and function [8]. Understanding the pathways lead-
ing to the development of CKD through a life-course 
approach may help identify opportunities for early 
intervention to reduce the burden of CKD in later life.

Individuals’ lifestyle factors can be complex because 
risk factors often coexist (e.g., people with obesity are 
more likely to be physically inactive), thus a healthy 
lifestyle score (HLS) has been used by researchers to 
summarise lifestyle factors as a whole. Previous stud-
ies have found a negative relationship between a HLS 
(where a high score indicates a healthier lifestyle) and 
the risk of CVD [9], metabolic syndrome [10], and 
hypertension [11]. In the same cohort as the present 
study, Gall et  al. [12] reported that a higher HLS in 
young adults was associated with a better cardiovascu-
lar profile including lower diastolic blood pressure and 
low-density lipoprotein cholesterol, but it was cross-
sectional in design and had no data on kidney disease. 
Only two population-based studies have longitudinally 
examined the association of a HLS with the risk of CKD 
and both reported a negative association [13, 14]. How-
ever, these two studies were limited by short duration 
of follow-up (1 and 5 years) and included middle aged 
and elderly participants. To the best of our knowledge, 
no study has reported the association of a HLS from 
childhood to adulthood with later life CKD risk. Doing 
so is important as the pattern of individual lifestyle fac-
tors may be established early in life [15–18].

Using data from the Childhood Determinants of Adult 
Health (CDAH) study with 33 years follow-up from 
childhood to midlife, we aimed to assess the relationship 
of a HLS generated from five lifestyle factors composed 
of body mass index (BMI), smoking, alcohol consump-
tion, physical activity (PA), and diet in childhood, and 
from childhood to adulthood, with subclinical kidney 
damage (SKD) in midlife. We focused on known lifestyle 
risk factors for CKD in adulthood that were available in 
our cohort study in both childhood and adulthood [19, 
20]. The classification of risk status was based on recom-
mended guidelines with different thresholds for children 
and adults where available. In this study, we used the 
term SKD to reflect the absence of clinical evidence of 
kidney disease in this middle-aged study population with 
an expected low prevalence of CKD. We hypothesized 
that the participants with a low HLS in childhood and 

those with persistently unhealthy HLS from childhood to 
adulthood would have a higher risk of SKD in midlife.

Methods
Participants
This study used data from the CDAH study that began as 
the 1985 Australian Schools Health and Fitness Survey 
(ASHFS) with a nationally representative sample of 8498 
children aged 7 to 15 years (baseline, also referred to as 
“childhood”); among them, 6467 children answered ques-
tions about their PA, smoking, alcohol consumption, and 
diet. Details of the study design and extensive measures 
at baseline including physical (anthropometry, physical 
fitness), lifestyle and socio-demographic characteristics 
have been described previously [21, 22]. In 2014–2019, 
1566 participants attended a follow-up clinic when aged 
36–50 years (midlife); of these, 782 had complete lifestyle 
information in childhood and midlife (Fig. 1).

At baseline, the Director of Education in each state 
approved the study and signed parental consent was 
obtained. At follow-up, participants provided written 
informed consent, and the study was approved by the 
Tasmania Health and Medical Human Research Ethics 
Committee (No. H0013826).

Lifestyle‑related measures
In childhood, BMI (kg/m2) was calculated from meas-
ured weight and height; overweight and obesity were 
defined according to international standard age- and 
sex-specific BMI cut-points [23]. Few participants 
(n = 6) met the criteria for underweight in childhood 
[24], so children who were not overweight or obese 
were combined in the same category as “ideal”. Ques-
tionnaires were completed by children aged 9–15 years 
in small groups under the supervision of data collec-
tors who read the instructions to the groups. The chil-
dren were positioned so that they could not observe the 
answers given by other children in their group. They 
were encouraged to ask questions when unsure what 
was required. Smoking experimentation was defined 
based on responses to the question “Have you ever 
smoked even part of a cigarette?”, and children could 
answer “none”, “a few puffs”, “≤10 cigarettes”, and “> 10 
cigarettes”. Alcohol consumption was defined based 
on responses to the question “How often do you usu-
ally drink alcohol?”, and children could answer “never”, 
“≤once per week”, and those who answered “1-2 days 
per week”, “3-4 days per week”, “5-6 days per week”, and 
“everyday” were classified as “>once per week”. Min-
utes of past-week PA was self-reported and minutes per 
day derived by dividing by seven. Children were also 
asked about their effort during PA (“Did you huff and 
puff?”); those who answered “a lot” were classified as 
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undertaking vigorous PA and “some” as moderate PA. 
Children aged 10–15 years were invited to participate 
in the concurrent National Dietary Survey of School 
children and recorded the time and estimated amount 
of each food or drink item consumed during a 24-h 
period; all items consumed were converted to a propor-
tion of a standard serving as defined in the 2013 Aus-
tralian Dietary Guidelines to score the dietary guideline 
index (DGI) [25].

In midlife, weight and height were measured, and 
BMI (kg/m2) calculated. Few participants (n = 3) met 
the criteria for underweight in adulthood [26], so adults 
whose BMI was < 24.9 kg/m2 were classified in the 
same category as “ideal”. Smoking status (never, former, 
current smoker) was self-reported by questionnaire 
[27]. Daily alcohol consumption (grams) was calcu-
lated based on a Food Frequency Questionnaire (FFQ) 
[28]. Moderate and vigorous PA were calculated using 
the long version of the International Physical Activity 
Questionnaire-long form (IPAQ) [29]. The FFQ was 
used to assess diet quality using a DGI based on the 
2013 Australian Dietary Guidelines for adults [25, 30].

Healthy lifestyle score
The HLS used in this study comprised five lifestyle fac-
tors: BMI, smoking, PA, alcohol consumption and DGI 
score. Definitions of each HLS component of poor, 
intermediate, and ideal status for children and adults 
are shown in Table  1. Each factor was given a point 
score of zero, one or two to represent poor, interme-
diate, or ideal status, respectively. No smoking and 
alcohol consumption were defined as ideal status [12, 
31, 32]. The ideal status of PA was defined according 
to Australia’s Physical Activity and Sedentary Behav-
iour Guidelines [33]. A total HLS ranging from zero to 
ten was calculated as the sum of each HLS component 
scores in childhood and midlife separately. HLS was 
then dichotomized as unhealthy (score range from 0 to 
5), and healthy (6 to 10) categories. HLS from childhood 
to adulthood was classified as “persistently healthy” 
(healthy in both childhood and midlife), “improving” 
(unhealthy in childhood and healthy in midlife), “wors-
ening” (healthy in childhood and unhealthy in midlife), 
and “persistently unhealthy” (unhealthy in both child-
hood and midlife) groups.

Fig. 1 Flow chart of selected participants for Childhood Determinants of Adult Health Study, Australia (CDAH), 1985–2019. eGFR, estimated 
glomerular filtration rate
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Measurement of subclinical kidney damage
Fasting blood and urine samples were collected in the 
morning and processed according to standardized pro-
tocols. Urine albumin was measured by a polyethylene 
glycol enhanced immunoturbidimetric assay on ADVIA® 
2400 Chemistry System analyzer (Siemens Healthcare 
Diagnostics Inc.; Tarrytown, NY, USA), and creatinine 
(serum and urine) by the ADVIA Chemistry concen-
trated Creatinine (CRE_2c) method [34], following the 
manufacturer’s instructions. Urine albumin-creatinine 
ratio (UACR) (mg/mmol) was calculated by dividing 
the urine albumin concentration (milligram/L) by urine 
creatinine concentration (millimole/L). Creatinine-
based estimated glomerular filtration rate (eGFR) was 
calculated using the CKD epidemiology collaboration 
(CKD-EPI) formulas [35]. Similar to several other epi-
demiological studies, SKD was defined as eGFR between 
30 and 60 mL/min/1.73m2; or eGFR > 60 mL/min/1.73m2 
with UACR≥2.5 mg/mmol in males or ≥ 3.5 mg/mmol 
in females [36, 37]. Individuals with eGFR < 30 mL/
min/1.73m2 were excluded (n = 1).

Covariates
Age and sex in childhood and age in adulthood were 
collected at the time of enrolment. The duration of 

follow-up was calculated by subtracting age at baseline 
from age at follow-up in midlife. Childhood socio-eco-
nomic position (SEP) (ages 9–15 years) was based on 
postal code identified from town or suburb of residence 
reported by ASFHS participants, classified by the socio-
economic indexes for areas produced by the Austral-
ian Bureau of Statistics [38]. Self-reported health status 
(very good, good, average, poor, very poor) was collected 
by questionnaire from children aged 9–15 years. High-
est education level achieved in midlife (university edu-
cation, vocational training, high school) and occupation 
(manager or professional, white-collar, blue-collar, 
not in labour force) were collected by questionnaire in 
adulthood.

Statistical analyses
Participants’ characteristics in childhood and midlife 
were presented as means with standard deviations (SD) 
[or median with interquartile range (IQR)] for continu-
ous variables, and proportions with numbers for categor-
ical variables.

Log-binomial regression models were used to estimate 
relative risks (RRs) and 95% confidence intervals (CIs) for 
the associations of HLS in childhood and from childhood 
to adulthood with SKD in midlife [39]. Multivariable 

Table 1 Classification of healthy lifestyle factors for children and adults

a In childhood, overweight and obese were defined according to international standard age- and sex-specific body mass index (BMI) cut-points at each age [21]
b  The dietary guideline index (DGI) comprises nine indicators reflecting 2013 Australian Dietary guidelines. Seven indicators, worth 10 points each, related to 
recommended minimum intakes (dietary variety, vegetables, fruit, grains, lean meats and alternatives, low-fat dairy and alternatives, water). Two indicators were for 
limiting intake of discretionary foods (worth 20 points) and replacing saturated fats with unsaturated fats (10 points). The sum of nine components provides a score 
out of 100, and a higher score indicates better diet quality [22]
c  Minutes of vigorous activity are equal to 2× minutes of moderate activity when moderate and vigorous activities are combined

Poor (Score = 0) Intermediate (Score = 1) Ideal (Score = 2)

BMI a

  Children 9–15 years Obese Overweight Normal

  Adults> 18 years ≥30.0 kg/m2 25.0–29.9 kg/m2 < 24.9 kg/m2

Smoking
  Children 9–15 years > 10 puffs in my life A few puffs/< 10 puffs in my life Never smoke in my life

  Adults> 18 years Current smoker Former smoker Never smoke

Alcohol consumption
  Children 9–15 years 1–7 days/week Less than once/week Never

  Adults> 18 years > 20.0 g/day 0.1–20.0 g/day 0 g/day

Physical activity
  Children 9–15 years 0–29.9 min moderate or vigorous activity 

every day
30.0–59.9 min moderate or vigorous 
activity every day

≥60.0 min moderate or vigorous activity 
every day

  Adults> 18 years 0–74.9 min/week moderate intensity or 
0–37.4 min/week vigorous intensity or 
0–74.9 min/week moderate or vigorous 
intensity

75.0–149.9 min/week moderate intensity 
or 37.5–74.9 min/week vigorous inten-
sity or 75.0–149.9 min/week moderate or 
vigorous intensity c

≥150.0 min/week moderate intensity 
or ≥ 75.0 min/week vigorous intensity 
or ≥ 150.0 min/week moderate/vigorous 
intensity

DGI b

  Children 9–15 years <25th percentile 25-75th percentile ≥75th percentile

  Adults> 18 years <25th percentile 25-75th percentile ≥75th percentile
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linear regression models were used to examine the asso-
ciation of HLS in childhood and from childhood to adult-
hood with UACR and eGFR in midlife, independent of 
socio-demographic factors (childhood age, sex, SEP in 
childhood, education and occupation in midlife), and 
the duration of follow-up. Prior to analysis, a Box-Cox 
transformation was applied to UACR with the purpose of 
making the residuals more closely normal and less het-
eroskedastic. The estimated coefficients are reported on 
the original scale after “back-transformation. The “per-
sistently healthy” group was used as the reference group. 
Potential confounders were covariates that were indepen-
dently associated with the outcome, but not mediators 
(presumed causal consequence of the predictor) between 
the exposure and outcome, resulting in more than 10% 
change in the coefficient of the study factor when added 
into the regression models [40].

Sensitivity analysis was performed to account for loss 
to follow-up and missing data assumed to be missing at 
random using inverse probability weighting (IPW) fol-
lowing the approach of Seamen et al. [41]. Three variables 
with complete data at baseline (age, sex, and school type) 
were used to impute missing data. SEP, BMI category, 
waist circumference (WC) z-score, waist to height ratio 
(WhtR), fitness [sit and reach (cm), sit-ups (number), 
standing long jump (cm), time for 1.6 km run (minutes)], 
school enjoyment, school assessed scholastic ability, self-
reported health status, smoking experimentation, and 
passive smoking at baseline were used for the calculation 
of the weights in IPW.

A two-tailed P value of less than 0.05 was considered 
statistically significant. All analyses were performed 
using Stata software (Version 16.1, StataCorp, College 
Station, Texas, USA).

Results
Participants’ characteristics
Of the 782 participants with kidney function measure-
ments in midlife and with completed lifestyle informa-
tion in childhood and midlife, 32 were excluded due to 
missing data on confounders, leaving 750 participants for 
the final analyses (Fig. 1). Among those, 740 participants 
had both UACR and eGFR measures used to define SKD.

The duration of follow-up from childhood to adult-
hood ranged from 28.8 to 35.9 years, with a mean (SD) 
length of 33.0 (1.2) years. As shown in Supplemental 
Table  1, compared with participants who were lost to 
follow-up, at baseline those included in the study were 
on average older and fitter, more likely to be female, had 
higher SEP, better school assessed scholastic ability and 
self-reported health status, lower BMI and WC, were less 
likely to have experimented with smoking and had less 
passive smoke exposure. Compared with the Australian 

general population of adults aged 35–54 years, a higher 
percentage of CDAH participants were married or living 
as married in midlife (73.4% versus 82.5%) [42], employed 
as professionals or managers (38.0% versus 61.3%) [43], 
and were never smokers (47.0% versus 64.3%) [44], and a 
lower proportion were overweight or obese (68.0% versus 
62.9%) [45].

The characteristics of participants in childhood and 
midlife are shown in Table  2. In childhood, the mean 
(SD) age was 12.5 (1.7) years, and the average HLS was 
6.6 (1.5). The largest proportion of participants meeting 
ideal status for an individual lifestyle factor was for BMI 
(93.1%) and the smallest was for PA (21.3%). In midlife, 
the mean age was 45.5 (2.0) years, and the average HLS 
was 6.5 (1.6). PA had the largest proportion of partici-
pants meeting ideal status (85.9%), and alcohol consump-
tion was the factor with the smallest proportion meeting 
the ideal status (19.1%). 4.9% (36/740) of the total partici-
pants had SKD in midlife. Supplemental Table  2 shows 
the characteristics of the participants in childhood and 
midlife by HLS from childhood to adulthood. The pro-
portions of participants in each group were: “persis-
tently healthy” (n = 456, 60.8%); “improving” (n = 105, 
14.0%); “worsening” (n = 132, 17.6%); and “persistently 
unhealthy” (n = 57, 7.6%).

HLS in childhood and SKD in midlife
No statistically significant associations were found 
between the HLS as a continuous or categorical variable 
in childhood and SKD risk in midlife (Table 3). Further-
more, a higher level of UACR in midlife was found in 
participants with unhealthy HLS in childhood compared 
with those with healthy HLS (β = 0.09 mg/mmol, 95% 
CI, 0.01 to 0.18), but this association disappeared after 
adjustment for socio-demographic factors, and the dura-
tion of follow-up. No significant association was found 
with eGFR in midlife (Table 3).

HLS groups from childhood to adulthood and SKD 
in midlife
As shown in Table 4, compared with participants in the 
“persistently healthy” group, being in other groups did 
not increase the risk of SKD in midlife. Similarly, no sig-
nificant differences were found in the associations of HLS 
groups from childhood to adulthood with the levels of 
UACR and eGFR in midlife.

Sensitivity analyses
To examine the effects of loss to follow-up on results, 
data were reanalysed applying IPW. Supplemental 
Table  3 shows that there are no statistically significant 
associations between HLS as continuous or categorical 
variables in childhood and SKD risk in midlife. Although 
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there is no association of HLS in childhood with UACR, 
the level of eGFR in midlife was 2.38 (0.08 to 4.68) mL/
min/1.73m2 higher for participants who had unhealthy 
HLS in childhood compared with those had healthy 
HLS (Supplemental Table 3). As shown in Supplemental 
Table  4, compared with participants in the “persistently 
healthy” group, being in the “worsening” group increased 
the risk of SKD (RR = 2.32, 95%CI, 1.01–5.31) in midlife. 
No statistically significant differences were found with 
the levels of UACR and eGFR in midlife.

Discussion
This study is the first to report the long-term associations 
of HLS in childhood, and from childhood to adulthood, 
with SKD in midlife. We did not find clear evidence of an 
association in this population-based Australian cohort 
followed up to age 40–50 years.

The relationship between clusters of healthy life-
style factors in adulthood and the risk of CKD has been 
reported previously. A cross-sectional study among 445 
men aged 51 years demonstrated that the accumulation 
of unhealthy lifestyles (lack of habitual or daily exercise; 
slow walking speed; fast eating speed; late-night dinner; 
bedtime snacking; skipping breakfast) was associated 
with a higher prevalence of CKD [46]. Follow-up of par-
ticipants for 5 years found that changes in habitual exer-
cise and late-night dinner from healthy to unhealthy were 
associated with an increased incidence of CKD compared 
with maintaining a healthy status [47]. However, no stud-
ies have reported clusters of lifestyle factors in childhood 
and their associations with CKD in later life. Our study 
addressed this research gap but found no significant 
associations between childhood HLS or HLS from child-
hood to adulthood and the risk of SKD 33 years later. A 
recent meta-analysis identified 104 studies with more 
than 2 million adult participants found and reported that 
the association between modifiable risk factors (diet, 
physical activity, alcohol consumption, and smoking) and 
the incidence of CKD was not very strong (less than 25% 
reduced/increased odds), though the associations were 
statistically significant [19]. Taking into account previ-
ous studies in adulthood [46, 47] and the results from 
our study, it is possible that the relationship between a 
HLS and the development of SKD is more apparent with 
increasing age and greater proximity to the development 
of CKD.

We found a low prevalence of SKD in this middle-aged 
(oldest aged 50 years), relatively healthy study sample, 
which limited the statistical power of the study, but we 
used continuous UACR and eGFR levels as the outcomes 
as well. The similarity in results across SKD, UACR and 
eGFR suggests relative robustness of our findings. The 
prevalence of CKD would be expected to be higher in 

Table 2 Characteristics of participants in childhood (1985) and 
midlife (2014–19), Childhood Determinants of Adult Health study 
(n = 750)

HLS healthy lifestyle score; BMI body mass index; PA physical activity; DGI dietary 
guideline index; SEP socio-economic position; UACR  urinary albumin-creatinine 
ratio; eGFR estimated glomerular filtration rate; SKD subclinical kidney damage; 
SD standard deviation; IQR interquartile range
a  Sample sizes range from 740 to 746

Characteristics Childhood Midlife

Age (year), mean (SD) 12.5 (1.7) 45.5 (2.0)

Males, % (n) 45.2 (339) –

HLS score, mean (SD) 6.6 (1.5) 6.5 (1.6)

BMI category, % (n)

  Poor 0.8 (6) 24.4 (183)

  Intermediate 6.1 (46) 38.5 (289)

  Ideal 93.1 (698) 37.1 (278)

Smoking category, % (n)

  Poor 12.8 (96) 9.2 (69)

  Intermediate 35.1 (263) 26.5 (199)

  Ideal 52.1 (391) 64.3 (482)

Alcohol consumption category, % (n)

  Poor 6.3 (47) 10.3 (77)

  Intermediate 26.7 (200) 70.7 (530)

  Ideal 67.1 (503) 19.1 (143)

PA category, % (n)

  Poor 58.4 (438) 7.7 (58)

  Intermediate 20.3 (152) 6.4 (48)

  Ideal 21.3 (160) 85.9 (644)

DGI category, % (n)

  Poor 18.9 (142) 24.7 (185)

  Intermediate 53.2 (399) 51.3 (385)

  Ideal 27.9 (209) 24.0 (180)

SEP in childhood, % (n)

  High 28.5 (214) –

  Medium-high 28.0 (210) –

  Medium-low 37.2 (279) –

  Low 6.3 (47) –

Education, % (n)

  University – 52.7 (395)

  Vocational training – 34.1 (256)

  High school or less – 13.2 (99)

Occupation, % (n)

  Manager or professional – 61.3 (460)

  White-collar – 18.3 (137)

  Blue-collar – 12.1 (91)

  Not in labour force – 8.3 (62)

Serum creatinine a (μmol/L), mean (SD) – 72.6 (15.7)

Urinary creatinine a (mmol/L), median (IQR) – 8.7 (9.1)

Urinary albumin a (mg/L) median (IQR) – 3.0 (6.0)

UACR (mg/mmol) a, median (IQR) – 0.5 (0.7)

eGFR (ml/min/1.73m2) a, mean (SD) – 97.7 (12.0)

SKD a, % (n) – 4.9 (36)
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older [48] and indigenous Australians [49] and associa-
tions with earlier life HLS may be more apparent in these 
groups. Kidney function slows down with age, and this is 
accelerated by risk factors including unhealthy lifestyle 
factors such as obesity and smoking [50]. In Australia, 
the prevalence of biomedical signs of CKD among peo-
ple aged 75 years and over (42%) was twice as high as for 
those aged 65–74 years (21%) and eight times as high as 
for those aged 18–54 years (6%) in 2011–12 [51]. Thus, 
our middle-aged participants would be expected to be 
at an early stage of CKD development consistent with 
the low prevalence of SKD observed. We found higher 
levels of eGFR among participants with unhealthy HLS 
in childhood than in those with a healthy HLS in our 
study. This is suggestive of hyperfiltration, a physiological 
response of the kidney to metabolic changes (for exam-
ple diabetes) that may lead to damaging the nephron 
[52]. While the progression of CKD is associated with 
lowering eGFR eventually, previous studies have dem-
onstrated that persons with a decreased complement of 
nephrons can maintain a normal eGFR initially as indi-
vidual nephrons enlarge to increase the total surface area 

available for kidney function (adaptation), which causes 
glomerular hyperfiltration. This is one of the mechanisms 
underlying the progression of kidney disease following a 
variety of kidney injuries [8, 53]. The finding in our study 
is aligned with our inference that middle-aged partici-
pants are at an early stage of CKD development.

There are several additional limitations in our study. 
First, there was a substantial loss to follow-up, and the 
subset of participants who participated in study clin-
ics after 33 years may be more health-conscious than 
those lost to follow-up. We used IPW to account for 
loss to follow-up and missing data. Although neither 
association (before and after using IPW) between child-
hood HLS category and risk of SKD reached statisti-
cal significance, there was a marked difference in RRs 
suggesting that selection bias due to attrition may have 
reversed the association. Second, we only have a single 
measurement in childhood, so we were not able to cap-
ture change in children’s behaviours over time. Alcohol 
consumption and smoking were more common in the 
older participants, but we did not find significant inter-
actions between alcohol consumption or smoking with 

Table 3 The association of childhood HLS as continuous and categorical variables with SKD, UACR, and eGFR in midlife (2014–19)

HLS healthy lifestyle score; SKD subclinical kidney damage; UACR  urinary albumin-creatinine ratio; eGFR estimated glomerular filtration rate; RRrelative risk; CI 
confidence interval
a  adjusted for childhood age, sex, socio-economic position in childhood, education, occupation in midlife, and the duration of follow-up
b  childhood HLS category was defined as unhealthy with HLS range from 0 to 5, and healthy with HLS range from 6 to 10

SKD RR (95% CI) UACR (mg/mmol) eGFR (ml/min/1.73m2)

RR (95% CI) β 95% CI β 95% CI

SKD/n (%) Unadjusted Adjusted a Unadjusted Adjusted a Unadjusted Adjusted a

Childhood HLS – 1.01 (0.82 to 1.25) 1.04 (0.84 to 1.30) −0.01 (− 0.03 to 
0.01)

−0.01 (− 0.02 to 
0.01)

0.04 (− 0.53 to 
0.60)

−0.06 (− 0.62 to 
0.49)

Childhood HLS category b

  Healthy 27/580 (4.7) 1.00 1.00 1.00 1.00 1.00 1.00

  Unhealthy 9/160 (5.6) 1.21 (0.58 to 2.52) 1.07 (0.49 to 2.30) 0.09 (0.01 to 
0.18)

0.06 (−0.01 to 
0.13)

0.26 (−1.85 to 
2.36)

0.68 (−1.41 to 2.78)

Table 4 The association of HLS category a from childhood to adulthood with SKD, UACR and eGFR in midlife (2014–19)

HLS healthy lifestyle score; UACR  urinary albumin-creatinine ratio; eGFR estimated glomerular filtration rate; SKD subclinical kidney damage; RR relative risk; CI 
confidence interval
a  HLS category was defined as unhealthy with HLS range from 0 to 5, and healthy with HLS range from 6 to 10

Note: adjusted for childhood age, sex, socio-economic position, self-reported health status in childhood, education, occupation in midlife and the duration of 
follow-up

SKD/n (%) SKD UACR (mg/mmol) eGFR (ml/min/1.73m2)
RR (95% CI) β (95% CI) β (95% CI)

Persistently healthy 19/449 (4.2) 1.00 1.00 1.00

Improving 5/103 (4.9) 1.00 (0.36 to 2.71) 0.08 (−0.01 to 0.17) 0.12 (−2.43 to 2.66)

Worsening 8/131 (6.1) 1.39 (0.62 to 3.14) −0.02 (− 0.08 to 0.04) −1.01 (−3.27 to 1.24)

Persistently unhealthy 4/57 (7.0) 1.46 (0.50 to 4.21) 0.02 (−0.08 to 0.11) 1.03 (−2.19 to 4.26)
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childhood age. Third, social desirability bias may have 
occurred since individuals tend to underreport socially 
undesirable behaviours and over report more desirable 
behaviours. Measurement error in self-reported behav-
iour, particularly in childhood, may have led to exposure 
misclassification. Fourth, although a range of covariates 
available in the study allowed us to consider multiple 
potential confounders, residual confounding may still 
exist due to unmeasured or poorly measured confound-
ers. Further, we only evaluated kidney function in midlife 
and could not consider the change in kidney function 
over time as an outcome nor could we adjust for differ-
ent levels of kidney function at baseline. Finally, we gave 
the same weights to each lifestyle factor to simplify the 
process of generating a score, which may not appropri-
ately reflect differentially adverse effects on SKD of the 
constituent lifestyle factors and prohibits inferences 
about their possible causal mechanisms. Nevertheless, 
the approach of equal weighting of different lifestyle fac-
tors has worked widely for other diseases associations [9, 
12, 54]. Despite these limitations, the present study is the 
first to investigate the relationship of HLS in childhood 
and from childhood to adulthood with SKD in midlife. 
Further research with larger sample size and longer-term 
follow-up to older ages is necessary to identify the asso-
ciations between HLS and the risk of CKD.

The major strength of this study is the use of popu-
lation-based longitudinal study design with 33 years 
follow-up from childhood to adulthood, allowing us to 
investigate HLS from childhood to adulthood with early 
markers of CKD in midlife. This is aligned with the recent 
emphasis on a “life-course” approach outlined by the 
World Health Organization for the prevention and con-
trol of noncommunicable diseases [55]. Furthermore, 
the HLS itself is a strength because it is simple to calcu-
late, does not require invasive or lengthy testing, and the 
items relate directly to modifiable lifestyle factors, rather 
than biomarkers, which can be translated into goals that 
are achievable.

Conclusions
No evidence was found for the association of HLS in 
childhood and from childhood to adulthood with SKD in 
this middle-aged and relatively healthy population-based 
study sample in a developed country.

Abbreviations
CKD: Chronic kidney disease; CVD: Cardiovascular disease; HLS: Healthy life-
style score; CDAH: Childhood Determinants of Adult Health; BMI: Body mass 
index; PA: Physical activity; SKD: Subclinical kidney damage; ASHFS: Australian 
Schools Health and Fitness Survey; DGI: Dietary guideline index; FFQ: Food 
Frequency Questionnaire; IPAQ: International Physical Activity Questionnaire-
long form; UACR : Urine albumin-creatinine ratio; eGFR: Creatinine-based 
estimated glomerular filtration rate; CKD-EPI: CKD epidemiology collaboration; 

SEP: Socio-economic position; SD: Standard deviations; IQR: Interquartile 
range; RRs: Relative risks; CIs: Confidence intervals; IPW: Inverse probability 
weighting; WC: Waist circumference; WHtR: Waist to height ratio.

Supplementary Information
The online version contains supplementary material available at https:// doi. 
org/ 10. 1186/ s12882- 021- 02627-0.

Additional file 1. 

Acknowledgements
We gratefully acknowledge the contributions of the CDAH study’s project 
managers, Marita Dalton, Karen Patterson, and Jasmine Pritchard, all other 
project staff and volunteers, and study participants.

Authors’ contributions
CL, JT, AV contributed to the conception, design of the work. CL contributed 
to interpretation, analysis the data, and drafted the paper. CL, JT, YH, MJ, TD, 
and AV critically revised the manuscript. All authors read and approved the 
manuscript.

Funding
This work was supported by the Commonwealth Department of Sport, 
Recreation and Tourism, the Commonwealth Department of Health, the Com-
monwealth Schools Commission, the National Heart Foundation, the National 
Health and Medical Research Council (grants 211316, 544923, 1128373), 
the Tasmanian Community Fund, Veolia Environmental Services, and the 
Mostyn Family Foundation. JT was supported by Australian Heart Foundation 
Postdoctoral Fellowship (grant 102614). Funding bodies and sponsors did not 
have any role in study design, collection, analysis, and interpretation of data, 
in the writing of the manuscript, or the decision to submit the manuscript for 
publication.

Availability of data and materials
The dataset analysed during the current study are available from the cor-
responding author on reasonable request.

Declarations

Ethics approval and consent to participate
The 1985 ASHFS was approved by the Directors of Education in each state, 
and consent was obtained from children and parents. At follow-up, partici-
pants provided written informed consent, and the study was approved by 
the Tasmania Health and Medical Human Research Ethics Committee (No. 
H0013826). All methods were performed in accordance with the guidelines 
laid down in the Declaration of Helsinki.

Consent for publication
Not applicable.

Competing interests
The authors declare that they have no competing interests.

Author details
1 Menzies Institute for Medical Research, University of Tasmania, 17 Liverpool 
Street, Hobart, Tasmania 7000, Australia. 2 School of Medicine, University of Tas-
mania, Hobart, Tasmania, Australia. 3 The George Institute for Global Health, 
University of Oxford, Oxford, UK. 

Received: 15 July 2021   Accepted: 26 November 2021

References
 1. Xie Y, Bowe B, Mokdad AH, et al. Analysis of the global burden of 

disease study highlights the global, regional, and national trends of 

https://doi.org/10.1186/s12882-021-02627-0
https://doi.org/10.1186/s12882-021-02627-0


Page 9 of 10Liu et al. BMC Nephrology            (2022) 23:2  

chronic kidney disease epidemiology from 1990 to 2016. Kidney Int. 
2018;94(3):567–81.

 2. Abubakar I, Tillmann T, Banerjee A. Global, regional, and national age-sex 
specific all-cause and cause-specific mortality for 240 causes of death, 
1990-2013: a systematic analysis for the global burden of disease study 
2013. Lancet. 2015;385(9963):117–71.

 3. Global, regional, and national comparative risk assessment of 84 behav-
ioural, environmental and occupational, and metabolic risks or clusters of 
risks, 1990–2016: a systematic analysis for the Global Burden of Disease 
Study 2016. Lancet. 2017;390(10100):1345–422.

 4. Australian Institute of Health and Welfare 2020. Chronic kidney disease. 
Canberra: AIHW. https:// www. aihw. gov. au/ repor ts/ austr alias- health/ 
chron ic- kidney- disea se. .Published 2020. Accessed 7 May 2021.

 5. Zhang QL, Rothenbacher D. Prevalence of chronic kidney disease in pop-
ulation-based studies: systematic review. BMC Public Health. 2008;8:117.

 6. The Impact of Kidney Development on the Life Course: A Consensus 
Document for Action. Nephron. 2017;136(1):3–49.

 7. Cass A, Snelling P, Brown A. Preventing chronic disease to close the gap 
in life expectancy for indigenous Australians. In: Baur LA, Twigg SM, Mag-
nusson RS, editors. A modern epidemic: expert perspectives on obesity 
and diabetes. Sydney: Sydney University Press; 2012. p. 122–30.

 8. Brophy PD, Charlton JR, Carmody JB, Reidy KJ, Harshman L, Segar J, Aske-
nazi D, Shoham D, Bagby SP: Chronic kidney disease: A life course health 
development perspective. 2017 May 19. In: Halfon N, Forrest CB, Lerner 
RM, Faustman EM, ed. Handbook of Life Course Health Development 
[Internet]. Cham (CH): Springer; 2018. P.375–401.

 9. Díaz-Gutiérrez J, Ruiz-Canela M, Gea A, Fernández-Montero A, Martínez-
González M. Association between a healthy lifestyle score and the risk 
of cardiovascular disease in the SUN cohort. Rev Esp Cardiol (Engl Ed). 
2018;71(12):1001–9.

 10. Garralda-Del-Villar M, Carlos-Chillerón S, Diaz-Gutierrez J, et al. Healthy 
Lifestyle and Incidence of Metabolic Syndrome in the SUN Cohort. Nutri-
ents. 2018;11(1).

 11. Díaz-Gutiérrez J, Ruiz-Estigarribia L, Bes-Rastrollo M, Ruiz-Canela M, 
Martin-Moreno JM, Martínez-González MA. The role of lifestyle behaviour 
on the risk of hypertension in the SUN cohort: the hypertension preven-
tive score. Prev Med. 2019;123:171–8.

 12. Gall SL, Jamrozik K, Blizzard L, Dwyer T, Venn A. Healthy lifestyles and 
cardiovascular risk profiles in young Australian adults: the childhood 
determinants of adult health study. Eur J Cardiovasc Prev Rehabil. 
2009;16(6):684–9.

 13. Michishita R, Matsuda T, Kawakami S, et al. The accumulation of healthy 
lifestyle behaviors prevents the incidence of chronic kidney disease 
(CKD) in middle-aged and older males. Environ Health Prev Med. 
2016;21(3):129–37.

 14. Wakasugi M, Kazama JJ, Yamamoto S, Kawamura K, Narita I. A combina-
tion of healthy lifestyle factors is associated with a decreased incidence of 
chronic kidney disease: a population-based cohort study. Hypertens Res. 
2013;36(4):328.

 15. Juonala M, Magnussen CG, Berenson GS, et al. Childhood adipos-
ity, adult adiposity, and cardiovascular risk factors. N Engl J Med. 
2011;365(20):1876–85.

 16. Janz KF, Burns TL, Levy SM. Tracking of activity and sedentary behav-
iors in childhood: the Iowa bone development study. Am J Prev Med. 
2005;29(3):171–8.

 17. Salin K, Kankaanpää A, Hirvensalo M, et al. Smoking and physical activity 
trajectories from childhood to midlife. Int J Environ Res Public Health. 
2019;16(6):974.

 18. Kaikkonen JE, Mikkilä V, Raitakari OT. Role of childhood food patterns on 
adult cardiovascular disease risk. Curr Atheroscler Rep. 2014;16(10):443.

 19. Kelly JT, Su G, Zhang L, Qin X, Marshall S, González-Ortiz A, et al. Modifi-
able lifestyle factors for primary prevention of CKD: a systematic review 
and Meta-analysis. J Am Soc Nephrol. 2021;32(1):239–53.

 20. Garofalo C, Borrelli S, Minutolo R, Chiodini P, De Nicola L, Conte G. 
A systematic review and meta-analysis suggests obesity predicts 
onset of chronic kidney disease in the general population. Kidney Int. 
2017;91(5):1224–35.

 21. Gall SL, Jose K, Smith K, Dwyer T, Venn A. The childhood determinants of 
adult health study: a profile of a cohort study to examine the childhood 
influences on adult cardiovascular health. Australasian Epidemiologist. 
2009;16(1):35.

 22. Dwyer T, Gibbons LE. The Australian schools health and fitness survey. 
Physical fitness related to blood pressure but not lipoproteins. Circulation. 
1994;89(4):1539–44.

 23. Cole TJ, Bellizzi MC, Flegal KM, Dietz WH. Establishing a standard defini-
tion for child overweight and obesity worldwide: international survey. 
BMJ. 2000;320(7244):1240–3.

 24. Cole TJ, Flegal KM, Nicholls D, Jackson AA. Body mass index cut offs to 
define thinness in children and adolescents: international survey. BMJ. 
2007;335:194.

 25. Wilson JE, Blizzard L, Gall SL, et al. An age-and sex-specific dietary 
guidelines index is a valid measure of diet quality in an Australian cohort 
during youth and adulthood. Nutr Res. 2019;65:43–53.

 26. Centers for Disease Control and Prevention. Defining Adult Overweight 
& Obesity. Adult Body Mass Index. https:// www. cdc. gov/ obesi ty/ adult/ 
defin ing. html.  Acces sed Septe mber 08, 2021.

 27. Tian J, Gall S, Patterson K, et al. Socioeconomic position over the life 
course from childhood and smoking status in mid-adulthood: results 
from a 25-year follow-up study. BMC Public Health. 2019;19(1):169.

 28. Du D, Bruno R, Blizzard L, et al. The metabolomic signatures 
of alcohol consumption in young adults. Eur J Prev Cardiol. 
2019;2047487319834767.

 29. Craig CL, Marshall AL, Sjöström M, et al. International physical activity 
questionnaire: 12-country reliability and validity. Med Sci Sports Exerc. 
2003;35(8):1381–95.

 30. National Health and Medical Research Council. Australian Dietary Guide-
lines. www. nhmrc. gov. au/ guide lines- publi catio ns/ n55. Published 2013. 
Accessed May 07, 2021.

 31. Australian Institute of Health and Welfare. Australia’s children. Cat. no. 
CWS 69. Canberra: AIHW. https:// www. aihw. gov. au/ repor ts/ child ren- 
youth/ austr alias- child ren. Published 2020. Accessed May 07, 2021.

 32. National Health and Medical Research Council. Australian Guidelines to 
Reduce Health Risks from Drinking Alcohol., Australian Research Council 
and Universities Australia. Commonwealth of Australia, Canberra. https:// 
www. nhmrc. gov. au/ about- us/ publi catio ns/ austr alian- guide lines- reduce- 
health- risks- drink ing- alcoh ol# block- views- block- file- attac hments- conte 
nt- block-1.

 33. Australian Institute of Health and Welfare. Physical activity across the life 
stages. Cat. no. PHE 225. Canberra: AIHW. https:// www. aihw. gov. au/ repor 
ts/ physi cal- activ ity/ physi cal- activ ity- across- the- life- stages. Published 
2018. Accessed May 07, 2021.

 34. Myers GL, Miller WG, Coresh J, et al. Recommendations for improving 
serum creatinine measurement: a report from the laboratory working 
Group of the National Kidney Disease Education Program. Clin Chem. 
2006;52(1):5–18.

 35. Levey AS, Stevens LA, Schmid CH, et al. A new equation to estimate 
glomerular filtration rate. Ann Intern Med. 2009;150(9):604–12.

 36. Zheng W, Mu J, Chu C, et al. Association of Blood Pressure Trajectories in 
early life with subclinical renal damage in middle age. J Am Soc Nephrol. 
2018;29(12):2835–46.

 37. Mule G, Castiglia A, Cusumano C, et al. Subclinical kidney damage in 
hypertensive patients: a renal window opened on the cardiovascular sys-
tem. Focus on microalbuminuria. In: Hypertension: From Basic Research 
to Clinical Practice. Springer; 2016:279–306.

 38. Pink B. Socio-economic indexes for areas (SEIFA), technical paper, 2011 
Canberra: Australian Bureau of Statistics. http:// www. abs. gov. au/ ausst 
ats/ abs@. nsf/ Lookup/ by% 20Sub ject/ 2033.0. 55. 001~2011~ Main%20
Features~Technical%20Paper~5. Published 2011. .

 39. Blizzard L, Hosmer D. The log multinomial regression model for nominal 
outcomes with more than two attributes. Biom J. 2007;49(6):889–902.

 40. VanderWeele TJ. Principles of confounder selection. Eur J Epidemiol. 
2019;34(3):211–9.

 41. Seaman SR, White IR, Copas AJ, Li L. Combining multiple imputation and 
inverse-probability weighting. Biometrics. 2012;68(1):129–37.

 42. 2011 Census of Population and Housing, Basic Community Profile: Social 
Marital Status by Age by Sex. Australian Bureau of Statistics. https:// quick 
stats. censu sdata. abs. gov. au/ census_ servi ces/ getpr oduct/ census/ 2011/ 
commu nityp rofile/ 0? opend ocume nt& navpos= 230. Published 2013. 
Accessed 7 May 2021.

 43. 2011 Census of Population and Housing, Basic Community Profile: Num-
ber of Children Ever Born by Age of Parent. Australian Bureau of Statistics. 

https://www.aihw.gov.au/reports/australias-health/chronic-kidney-disease.%20
https://www.aihw.gov.au/reports/australias-health/chronic-kidney-disease.%20
https://www.cdc.gov/obesity/adult/defining.html.%20Accessed%20September%2008
https://www.cdc.gov/obesity/adult/defining.html.%20Accessed%20September%2008
http://www.nhmrc.gov.au/guidelines-publications/n55
https://www.aihw.gov.au/reports/children-youth/australias-children
https://www.aihw.gov.au/reports/children-youth/australias-children
https://www.nhmrc.gov.au/about-us/publications/australian-guidelines-reduce-health-risks-drinking-alcohol#block-views-block-file-attachments-content-block-1
https://www.nhmrc.gov.au/about-us/publications/australian-guidelines-reduce-health-risks-drinking-alcohol#block-views-block-file-attachments-content-block-1
https://www.nhmrc.gov.au/about-us/publications/australian-guidelines-reduce-health-risks-drinking-alcohol#block-views-block-file-attachments-content-block-1
https://www.nhmrc.gov.au/about-us/publications/australian-guidelines-reduce-health-risks-drinking-alcohol#block-views-block-file-attachments-content-block-1
https://www.aihw.gov.au/reports/physical-activity/physical-activity-across-the-life-stages
https://www.aihw.gov.au/reports/physical-activity/physical-activity-across-the-life-stages
http://www.abs.gov.au/ausstats/abs@.nsf/Lookup/by%20Subject/2033.0.55.001~2011~
http://www.abs.gov.au/ausstats/abs@.nsf/Lookup/by%20Subject/2033.0.55.001~2011~
https://quickstats.censusdata.abs.gov.au/census_services/getproduct/census/2011/communityprofile/0?opendocument&navpos=230
https://quickstats.censusdata.abs.gov.au/census_services/getproduct/census/2011/communityprofile/0?opendocument&navpos=230
https://quickstats.censusdata.abs.gov.au/census_services/getproduct/census/2011/communityprofile/0?opendocument&navpos=230


Page 10 of 10Liu et al. BMC Nephrology            (2022) 23:2 

•
 
fast, convenient online submission

 •
  

thorough peer review by experienced researchers in your field

• 
 
rapid publication on acceptance

• 
 
support for research data, including large and complex data types

•
  

gold Open Access which fosters wider collaboration and increased citations 

 
maximum visibility for your research: over 100M website views per year •

  At BMC, research is always in progress.

Learn more biomedcentral.com/submissions

Ready to submit your researchReady to submit your research  ?  Choose BMC and benefit from: ?  Choose BMC and benefit from: 

https:// www. abs. gov. au/ AUSST ATS/ abs@. nsf/ Detai lsPage/ 4364.0. 55. 
00320 11- 2012? OpenD ocume nt. Published 2013. Accessed 7 May 2021.

 44. Australian Health Survey: Updated Results, 2011–2012: Smoker status by 
age and sex – Australia, states and territories. Australian Bureau of Statis-
tics. https:// www. abs. gov. au/ AUSST ATS/ abs@. nsf/ Detai lsPage/ 4364.0. 55. 
00320 11- 2012? OpenD ocume nt. Published 2013. Accessed 7 May 2021.

 45. Australian Health Survey: Updated Results, 2011–2012: Body mass index 
by age and sex – Australia, states and territories. Australian Bureau of 
Statistics. https:// www. abs. gov. au/ AUSST ATS/ abs@. nsf/ Detai lsPage/ 
4364.0. 55. 00320 11- 2012? OpenD ocume nt. Published 2013. Accessed 7 
May 2021.

 46. Michishita R, Matsuda T, Kawakami S, et al. The association between 
unhealthy lifestyle behaviors and the prevalence of chronic kidney dis-
ease (CKD) in middle-aged and older men. J Epidemiol. 2016:JE20150202.

 47. Michishita R, Matsuda T, Kawakami S, et al. The association between 
changes in lifestyle behaviors and the incidence of chronic kid-
ney disease (CKD) in middle-aged and older men. J Epidemiol. 
2017;27(8):389–97.

 48. Jose M, Raj R, Jose K, Kitsos A, Saunder T, McKercher C, et al. Island medi-
cine: using data linkage to establish the kidney health of the population 
of Tasmania. Australia Int J Popul Data Sci. 2021;6(1):1665.

 49. Jha V, Garcia-Garcia G, Iseki K, et al. Chronic kidney disease: global dimen-
sion and perspectives. Lancet. 2013;382(9888):260–72.

 50. Kazancioğlu R. Risk factors for chronic kidney disease: an update. Kidney 
Int Suppl. (2011). 2013;3(4):368–71.

 51. Australian Health Survey: Biomedical Results for Chronic Diseases. 
Australian Bureau of Statistics. https:// www. abs. gov. au/ stati stics/ health/ 
health- condi tions- and- risks/ austr alian- health- survey- biome dical- resul ts- 
chron ic- disea ses/ latest- relea se. Published 2013. Accessed 07 May 2021.

 52. Ekinci EI, Hughes JT, Chatfield MD, et al. Hyperfiltration in indigenous 
Australians with and without diabetes. Nephrol Dial Transplant. 
2015;30(11):1877–84.

 53. Brenner BM, Lawler EV, Mackenzie HS. The hyperfiltration theory: a para-
digm shift in nephrology. Kidney Int. 1996;49(6):1774–7.

 54. Gall S, Sanderson K, Smith K, Patton G, Dwyer T, Venn A. Bi-directional 
associations between healthy lifestyles and mood disorders in young 
adults: the childhood determinants of adult health study. Psychol Med. 
2016;46(12):2535–48.

 55. Global action plan for the prevention and control of noncommunicable 
diseases 2013–2020. Geneva: World Health Organization. https:// www. 
who. int/ publi catio ns/i/ item/ 97892 41506 236. Published 2013. Accessed 
07 May 07 2021.

Publisher’s Note
Springer Nature remains neutral with regard to jurisdictional claims in pub-
lished maps and institutional affiliations.

https://www.abs.gov.au/AUSSTATS/abs@.nsf/DetailsPage/4364.0.55.0032011-2012?OpenDocument
https://www.abs.gov.au/AUSSTATS/abs@.nsf/DetailsPage/4364.0.55.0032011-2012?OpenDocument
https://www.abs.gov.au/AUSSTATS/abs@.nsf/DetailsPage/4364.0.55.0032011-2012?OpenDocument
https://www.abs.gov.au/AUSSTATS/abs@.nsf/DetailsPage/4364.0.55.0032011-2012?OpenDocument
https://www.abs.gov.au/AUSSTATS/abs@.nsf/DetailsPage/4364.0.55.0032011-2012?OpenDocument
https://www.abs.gov.au/AUSSTATS/abs@.nsf/DetailsPage/4364.0.55.0032011-2012?OpenDocument
https://www.abs.gov.au/statistics/health/health-conditions-and-risks/australian-health-survey-biomedical-results-chronic-diseases/latest-release
https://www.abs.gov.au/statistics/health/health-conditions-and-risks/australian-health-survey-biomedical-results-chronic-diseases/latest-release
https://www.abs.gov.au/statistics/health/health-conditions-and-risks/australian-health-survey-biomedical-results-chronic-diseases/latest-release
https://www.who.int/publications/i/item/9789241506236
https://www.who.int/publications/i/item/9789241506236

	Associations of a healthy lifestyle score from childhood to adulthood with subclinical kidney damage in midlife: a population-based cohort study
	Abstract 
	Background: 
	Methods: 
	Results: 
	Conclusions: 

	Background
	Methods
	Participants
	Lifestyle-related measures
	Healthy lifestyle score
	Measurement of subclinical kidney damage
	Covariates
	Statistical analyses

	Results
	Participants’ characteristics
	HLS in childhood and SKD in midlife
	HLS groups from childhood to adulthood and SKD in midlife
	Sensitivity analyses

	Discussion
	Conclusions
	Acknowledgements
	References


