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ABSTRACT 
Background 
Adults with intellectual disabilities (ID) develop the metabolic syndrome and cardiovascular disease more 
frequently than individuals without ID. The knowledge about cardiometabolic risk factors in adolescents 
with mild/moderate ID is scarce.  
 
Aims 
The aims were 1) to examine cardiometabolic health among adolescents with ID 2) to study the progress 
of cardiometabolic risk factors from adolescence to young adulthood among young adults with and 
without ID 3) to evaluate whether a health-promoting program in an upper secondary school for students 
with ID could reduce cardiometabolic risk factors 4) to evaluate whether the plate model pattern, inlayed 
in a specially designed lunch plate, increases vegetable intake.  
 
Material and Methods 
Sixty-six adolescents with mild/moderate ID, mean age 18.6y recruited from one upper secondary school 
for students with ID (year 1-4) were investigated in a cross sectional study (Paper I). Controls were 90 
students without ID, mean age 17.8y, recruited from practical and theoretical programs at schools nearby. 
In the follow-up study five years later 35% (n=23) of the now young adults with ID and 33% (n =30) 
from the control group were re-investigated (Paper II). Measures were anthropometrics, blood pressure, 
DXA, fasting blood samples and a submaximal cardiovascular fitness test. The multifactorial school 
intervention was evaluated on last year students after two years of intervention (n = 11) and compared 
with their base-line data (Paper I) and with last year students in Paper I (Paper III). The special plate with 
the plate model inlayed was evaluated in an observational study. The intervention group (n = 27) had 
eaten on the special plate during school lunches for at least six months. The control group (n=62) was 
recruited from two other upper secondary schools for students with ID. Food intake was estimated from 
video recordings and digital photos (Paper IV). 
 
Results 
Adolescents with ID had a higher prevalence and severity of cardiometabolic risk factors together with 
low cardiovascular fitness compared to the control group. At follow-up as young adults (mean age 24.3) 
35% were classified as obese and 22% had developed the metabolic syndrome. Those without ID from 
practical educational programs also developed cardiometabolic risk factors but they did not reach the 
same level as the group with ID. After two years of school intervention cardiometabolic risk factors had 
decreased and no one were obese. Evaluation of the special plate showed no difference in vegetable 
intake between intervention and control group. Eighty-eight percent ate ≥ 37.5% vegetables. The 
intervention group chose food with a lower fat content and with more carbohydrates, had less plate waste 
and took fewer portions. 
 
Conclusions 
Already during adolescence individuals with ID have more cardiometabolic risk factors than those 
without ID and as young adults individuals with ID in this study has a cardiometabolic health and 
cardiovascular fitness similar to the Swedish middle-age population. Actions to promote healthy living 
habits during school hours including the use of the special plate were promising. This indicates that it is 
not the ID condition itself but the effects ID has on the living conditions that causes the high 
cardiometabolic risk. Thus, the results in this thesis show that initiatives especially designed for 
individuals with ID to promote healthier living habits are required and are likely to be effective.  



LÄTTLÄST SAMMANFATTNING 
 
 
 
Hjärt- kärl sjukdom är vanligare hos personer som har en utvecklingsstörning. 

Personer med utvecklingsstörning blir sjuka tidigare än andra. 

Redan hos tonåringar kan man se att fler börjar bli sjuka. 

Det kan bero på att det är svårt att veta vad som är nyttigt och bra. 

Hjärt- kärl sjukdom får man lättare om man äter för lite frukt och grönsaker. 

Hjärt- kärl sjukdom får man lättare om man dricker mycket läsk. 

Hjärt- kärl sjukdom får man lättare om man äter mycket sötsaker. 

Hjärt- kärl sjukdom får man lättare om man rör på sig för lite. 

Det är nyttigt att äta frukt och grönsaker och att röra på sig. 

Det är viktigt att göra det lättare att förstå vad som är nyttigt. 

Det är viktigt att göra det lättare att välja det som är nyttigt. 

Den här avhandlingen visar att den som har en utvecklingsstörning kan leva nyttigt. 

Den här avhandlingen visar att skolan kan hjälpa till. 

Skolan kan vara en praktikplats i hälsosamma levnadsvanor. 

 



SAMMANFATTNING 
Bakgrund 
Vuxna personer med utvecklingsstörning har visat sig utveckla det metabola syndromet och hjärt- 
kärlsjukdom oftare än befolkningen generellt. I vilken grad detta gäller ungdomar med mild/måttlig 
utvecklingsstörning saknas kunskaper om. 
 
Syfte 
1) Att undersöka förekomsten av riskfaktorer för framtida hjärt- kärlsjukdom hos ungdomar med 
utvecklingsstörning och jämföra med ungdomar utan utvecklingsstörning 2) att studera utvecklingen 
av sådana riskfaktorer efter övergången från ungdom till vuxen hos personer med och utan 
utvecklingsstörning 3) att utvärdera om ett hälsofrämjande program på en gymnasiesärskola kan 
minska riskfaktorerna för framtida hjärt- kärlsjukdom 4) att utvärdera om en specialtillverkad 
lunchtallrik med tallriksmodellen ingraverad ökar grönsaksintaget. 
 
Material och Metoder 
Sextiosex ungdomar med mild/måttlig utvecklingsstörning, medelålder 18.6 år, rekryterades från en 
gymnasiesärskola (år 1-4) och undersöktes i en tvärsnittsstudie (Artikel I). Kontrollgrupp var 90 
ungdomar utan utvecklingsstörning, medelålder 17,8 år, rekryterade från praktiska och teoretiska 
program på skolor i närheten. I uppföljningsstudien fem år senare deltog 35% (n = 23) av de nu 
unga vuxna med utvecklingsstörning och 33% (n = 30) från kontrollgruppen (Artikel II). Mätningar 
som gjordes var kroppsmått, blodtryck, kroppssammansättning, fasteblodprover och ett 
konditionstest. Den multifaktoriella skolinterventionen utvärderades på sista-års-studenter efter två 
år av intervention (n = 11) och jämfördes mot deras baslinje data (Artikel I) och med sista-års-
studenter i Artikel I (Artikel III). Den speciella lunchtallriken utifrån tallriksmodellen utvärderades i 
en observationsstudie. Interventionsgruppen (n = 27) hade ätit på specialtallriken under skollunchen 
i minst sex månader. Kontrollgruppen (n = 62) rekryterades från två andra gymnasiesärskolor. 
Beräkning av lunchintaget gjordes med hjälp av videoinspelning och digitalbilder (Artikel IV). 
 
Resultat 
Riskfaktorer för hjärt- kärlsjukdom var utvecklade både tidigare och i högre grad hos ungdomar med 
utvecklingsstörning i kombination med en lägre kondition jämfört mot kontrollgruppen. Vid 
uppföljning som unga vuxna (medelålder 24,3) hade 35% utvecklat fetma och 22% det metabola 
syndromet. Unga vuxna i kontrollgruppen som tidigare gått på praktiska gymnasieprogram hade 
också utvecklat riskfaktorer, men nådde inte samma grad som de med en utvecklingsstörning. Efter 
två år av skolintervention så hade riskfaktorerna minskat och ingen var klassificerad med fetma. 
Utvärderingen av specialtallriken visade inte på någon skillnad mellan intervention och 
kontrollgrupp i grönsaksintag. Åttioåtta procent fyllde sin tallrik med ≥ 37,5% grönsaker. 
Interventionsgruppen valde mat med mindre fett och mer kolhydrater, tog färre portioner och hade 
mindre matrester. 
 
Slutsatser 
Redan under tonåren hade personer med en utvecklingsstörning utvecklat fler riskfaktorer för 
framtida hjärt- kärlsjukdom än de utan utvecklingsstörning. Som unga vuxna hade de med en 
utvecklingsstörning i den här studien riskfaktorer och kondition på samma nivå som svenskar i 
allmänhet har i medelåldern. Åtgärder för att främja hälsosamma levnadsvanor under skoltid 
inklusive användandet av specialtallriken är lovande. Detta ger en indikation på att det inte är 
utvecklingsstörningen i sig utan den effekt en utvecklingsstörning har på levnadsvanor, som orsakar 
den ökade risken för hjärt- kärlsjukdom. Detta tyder på att riktade preventiva interventioner för 
personer med utvecklingsstörning är effektiva och behövs.  
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PERSONAL NOTES 
This thesis stems from more than 20 years of experience as a school nurse working 
with children and adolescents with an intellectual disability (ID). Over the past years, I 
have come to question the living habits of children and adolescents with an ID. To 
begin with, many of them are overweight and their daily lives often revolve around 
coffee breaks. In addition to this, people with an ID are sometimes protected from a 
physically active life and, to make matters worse, talking about healthy living habit in 
the nurse’s office is bound to fail because learning takes place in everyday hands-on 
situations for people with an ID. 
 
A Swedish school year consists of 185 days. Most children go to school for 13 years, 
for a total of 2405 days. Every day a school lunch, snacks, and, in some schools, even 
breakfast is served to pupils, and each day presents an opportunity to be physically 
active. If all these days were based on healthy living habits, with staff and other 
students serving as role models, my idea was that students would in fact become used 
to what healthy living habit entail. Even if they did not continue with these particular 
habits, at least some healthy habits would have been formed. 
 
My thesis work is derived from this idea of changing the school environment through 
scheduled physical activity, staff and students acting as positive role models, healthy 
meals being cooked on site, and an exclusion of unhealthy choices. There have been 
additions and some changes along the way, but I sincerely hope that this thesis can lead 
to further interventions and studies in this field.  
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1. INTRODUCTION 
Living with an intellectual disability (ID) in a country that closed its institutions 
years ago can be challenging from a living habit and health perspective. This must 
by no means, however, be interpreted as a wish to get back the institutions. The 
magnitude and consequences of this challenge, when expressed as development of 
risk factors for premature cardiovascular disease and cancer, are perhaps unknown 
to people with ID, as well as their parents, clinicians and, politicians. 
	  
1.1 HISTORY  
Sweden and Norway are the two countries in the world that have closed all 
institutions for people with an ID. This was carried out between 1970 and 2005 (1) 
as a result of the sociopolitical drive for integration and normalization for people 
with IDs as formulated in the Normalization Principle (2) published by the Swede 
Bengt Nirje in 1969. The normalization principle involves providing patterns and 
conditions for people with an ID as close as possible to those of everyone else. To 
live under equal conditions and with the same opportunities and possibilities as 
other citizens is a human right for all people in a society (2). The institutions at this 
time in Sweden functioned like small municipalities (3) with little or no opportunity 
for people with an ID to participate in mainstream society. This segregated and 
stigmatized people in contradiction to the full citizenship principle.  Closing the 
institutions then became crucial in order to implement the normalization principle, 
i.e. allowing people with an ID to live in society like everybody else (1). 
 
The normalization principle has been interpreted differently around the world, and 
integration by closing the institutions became the most important aspect in Sweden 
(4). It comprised moving out to group homes and getting all services through 
community care and the generic service system in the community (1). The 
responsibility for the care of people with an ID was a state responsibility until 1954 
at which time it was then transferred to the counties and then, in 1990, to the 
municipalities (1).  
 
The Swedish Act concerning Support and Services for Persons with Certain 
Functional Impairments (SFS, 1993:387) (LSS) (5) is a rights-based law, a law on 
top of those provided under general social legislation, which, since 1994, gives 
people with IDs (together with a few other vulnerable groups) more individual 
rights (1). This law has 10 areas of service and support and stipulates that people 
with an ID can make requests if they need and want to, and if the application is 
rejected, there is the possibility to appeal. This law is handled by local authorities in 
the municipality except for one issue, ‘personal counseling’, that is still under the 
authority of the county council.  
  



 

 2 

1.1.1 Health Care and Health Promotion for People With an ID 
When the counties were responsible for the housing, health, and well being of 
people with IDs, there were medical professionals specialized in ID. These 
professions virtually ceased to exist when all services were transferred to the 
municipalities and health care to the generic system (6, 7). Health promotion for 
people with an ID has not received a great deal of attention, even though people 
with an ID might be in as much need of this as the population at large. This is not 
only an issue in Sweden. In WHO’s atlas ‘Global Resources for Persons with 
Intellectual Disabilities, 2007’, only between 30 and 40% of pediatricians, primary 
health care workers and physicians in the world were reportedly trained to work 
with people with IDs compared to the percentage of special educators, which is 
76% (8). Only 38% of the high-income countries had any epidemiological 
information on people with an ID compared to 32% in the whole world (8). 
 
1.1.2 Different Perspectives on an ID 
During the time when institutions were in use, an ID was considered to be a medical 
issue; a pathological problem in an individual that required medical care. In the 
social sciences this is referred to as the medical model (9). Different models have 
evolved over the years such as, the social model in the UK, which sees the disability 
as being caused by the environment and is therefore, a social construction. In the 
US there is a minority perspective that views people with disabilities as a subgroup, 
a construction of culture, whereas in Sweden there is a relational perspective. This 
perspective, referred to as the ‘Nordic relational model’, views people with 
disabilities as being ‘disabled through dynamic relationships of body/mind and the 
environment’ (9). 
 
The fact that an ID is no longer regarded as a medical condition has led in many 
countries, including Sweden, to the absence of specialized medical professionals (6, 
10).  The health care system may not be aware of the manifestations of an ID and 
the drawback here is that people with an ID sometimes face special difficulties 
concerning their health because of their limited cognitive skills.  
 
1.2 INTELLECTUAL DISABILITY 
1.2.1 Terminology 
“Intellectual disability” is the preferred term in the European Union (11) as well as 
in large parts of the world today (8, 12), and is translated into Swedish as 
“intellektuell funktionsnedsättning”. The term mental retardation is still the most 
commonly used term in the world (8), although less frequently in high-income 
countries. In these countries this term is viewed as a remnant from the time when an 
ID was regarded as a medical condition. The term mental retardation is still in use 
in most of the classification systems, but this is changing. In the UK the term 
“learning disability” has represented people with an ID, but in many countries (one 
of them Sweden) “learning disability” refers to people with a learning disability but 
with an intelligence quotient (IQ) above 70, which is considered a normal IQ. In 
Australia the term “developmental disability” has been used and in the US the term 
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“mental retardation” is still used but the term “intellectual disability” is preferred. In 
Sweden the National Board of Health and Welfare decides what term should be 
used officially and that term is “utvecklingsstörning”, or with “psykisk” (mental) in 
front, which translates to “(mental) developmental disorder”. Canada has used the 
term “developmental disability” meaning only ID (12). Unfortunately the term 
“developmental disability” in other English-speaking countries includes all 
developmental conditions (13). “Developmental disability” in the US, for example, 
is broadly used as an umbrella term for disabilities that share some characteristics, 
one being that it has been diagnosed before the age of 22. Some examples of what is 
included in “developmental disabilities” are mental retardation, autism, Asperger’s 
syndrome, and cerebral palsy. Thus, intelligence can be both lower or above 
average (IQ 85 – 115). Sensory impairments as deafness and blindness are not 
included when being a single disability (14). On the other hand, intellectual 
disability translated to Swedish as “intellektuell funktionsnedsättning” means all 
intellectual disabilities (cognitive impairments) and not only ID. In Sweden 
neuropsychiatric disabilities (neuropsykiatriska funktionsnedsättningar) is the 
umbrella term for diagnoses such as autism, attention deficit hyperactivity disorder, 
and Asperger’s syndrome or neurodevelopmental disorders that comprise diagnoses 
such as mental retardation, cerebral palsy, and spina bifida (15). 
“Utvecklingsstörning” is the word that Swedish people with an ID and members of 
The Swedish National Association for Persons with Intellectual Disability (FUB) 
voted for in 2011(16). Thus, the term “intellectual disability” is used in this thesis 
and when writing scientific literature, but when speaking in Swedish 
“utvecklingsstörning” is the preferred term. 
 
1.2.2 Classification Systems 
There are several manuals or classification systems in use around the world for 
intellectual disabilities, and the criteria for these are generally similar. Three areas 
of deficits should be fulfilled: an IQ below or equal to 70, several adaptive 
problems in the domains social, practical, and conceptual abilities, and the disability 
must originate before the age of 18. 
 
In Sweden, and world-wide, the WHO’s International Classification of Diseases 
(ICD-10) (17) classification of mental and behavioral disorders, clinical 
descriptions, and diagnostic guidelines is the most commonly used (8). The 
Swedish National Board of Health and Welfare published a new Swedish version in 
2011, ICD-10-SE (18). The second most used classification system, in the world 
and in Sweden (8), is the Diagnostic and Statistical Manual of Mental Disorders, 
Fourth Edition Revised (DSM IV-TR) published in 2000 by the American 
Psychiatric Association (APA) (19). This is used in Sweden, because several 
diagnoses including an ID, such as autism, are diagnosed by psychiatrists. The APA 
uses the term mental retardation (DSM Axis 1; 317 – 319) as having impairments in 
at least two of the following adaptive behaviors: communication, self-care, home 
living, social/interpersonal skills, use of community resources, self-direction, 
functional academic skills, work, leisure, health or safety. A new version of APA’s 
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classification system, DSM-V with the umbrella term “Neurodevelopmental 
disorders” and the subclassification “intellectual developmental disorder” is 
currently being developed (20). All diagnoses according to the APA are converted 
to ICD-10 by the Swedish National Board of Health and Welfare. A third 
classification system is the one used in the US by the AAIDD, the American 
Association of Intellectual and Developmental Disabilities (21). In 1992 the 
AAIDD (then known as the AAMR) stopped using the classification with levels of 
an ID such as mild, moderate, severe, and profound ID, but this system is still in use 
in the other two classification schemes. In Sweden, the ICD-10, is frequently used 
together with the ICF, the WHO’s International Classification of Functioning, 
Disability, and Health, in order to clarify areas that are related to health and health 
function (22). Intellectual disability is thus a functionally defined diagnosis with no 
exact measures, but instead has criteria that should be fulfilled. The reason for this 
thorough review of these terms and definitions is the large impact they have on the 
ability to compare and interpret international data in this field. 
 
1.2.3 Causes of Intellectual Disabilities 
In many cases a specific cause for the ID is unknown, and this is the case for about 
half of the population with an ID and is greater in cases with a mild ID compared to 
more severe ID (23). The most common genetic cause is Down syndrome (DS) and 
the most common heritable cause is Fragile X syndrome (23-25). 
 
1.2.4 Population 
The prevalence of intellectual disabilities is uncertain, not only because there are 
few countries that keep records, but also because of the fact that it is a functional 
diagnosis. It is also a social construction that changes depending on context and 
time.  Most people with an ID are identified between the ages 10 to 16 years, 
especially those with a mild ID (26). Those having a more severe ID or a specific 
syndrome are usually diagnosed by a physician at an early age. The reasons for this 
could be the variability in the assignment of the diagnosis ID. Those with a mild ID 
are usually not tested until more advanced academic achievements are expected in 
school. Another reason for testing for IDs is when children are missing certain 
adaptive skills. It is almost five times as common for children with an ID to have 
behavioral problems (26).  
 
A prevalence of ID of 0.44% was reported from the Swedish National Board of 
Health and Welfare in 1979, with a further expected decrease in number, and 23% 
of those were diagnosed as having a mild ID (4). At that time this was considered 
the lowest prevalence in the world (4). Reasons discussed for the expected further 
decrease were a decrease in the incidence of multi-handicapped children; a positive 
effect from programs of early stimulation and habilitation; a positive effect of 
systematic training and education (4). Since the 1970s, there are, to my knowledge, 
seven studies in Sweden reporting the prevalence of ID, with reports of mild ID 
between 0.4 and 1.4% in children (age  groups between 8 and19 years) and severe 
ID with an IQ < 50 of between 0.3 and 0.4% (aged 1to16 years). These studies were 
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from populations of 6,000 to 40,000 children (27-31). Gillberg estimated the 
prevalence of ID to be between 1 and 2.5% (6). In Europe the estimation of people 
with an ID is around 1% (11). A meta-analysis of population-based studies reported 
just over 1%, and studies with children and based on psychological assessments 
showed higher levels (32). The incidence and prevalence of ID in two Finnish birth 
cohorts were followed for 11.5 years and showed a stable prevalence over 20 years 
between 1966 and 1986 of 1.1% and an incidence of 1.3% in 1986 (33). 
In developed countries, the reported variance in prevalence of mild ID (0.2– 3.7%) 
was higher than that of severe ID (0.2 – 0.6%)(33). The FUB reports a total of 
38,000 children and adults which would equal a prevalence of 0.4% (16).  
 
Sweden has kept no national records since 1994 of people having an ID and uses an 
administrative definition of ID in the existing records. These records consists of 
persons that have special support and services in accordance with LSS law and/or 
attend the special school program for students with ID (5). One is eligible for 
services according to the LSS act he or she is assessed belonging to one of three 
groups stated in the law. Group number one are people with intellectual disabilities.  
 
The National Board of Health and Welfare, reported 53,236 children and adults 
with ID in 2011 whose request for support were granted (34). The majority of these 
are persons aged 10 to 30 years and included more males than females. This equates 
to a prevalence of ID of 0.5% in a total population of 9.514 406 (35). In 2011, 
19,825 children and adolescents (ages 7 to 20 years) were admitted to special school 
programs out of a total of 1,257,741 students admitted to all schools. This is a 
prevalence of 1.6% of all school children having an ID (36). Of these students, 
18,125 (ages 7 to 22 years) also received support and services in accordance with 
LSS. The Swedish records, therefore only cover students in special school programs 
and/or those getting support according the LSS law.  
	  
1.3 NON-COMMUNICABLE DISEASES 
Non-communicable diseases (NCDs) are currently the largest cause of death 
worldwide. Premature death (before the age of 60) due to an NCD occurs in eight 
percent of men  and ten percent of women in high-income countries and these 
numbers are more than tripled in low-income countries (37). In Sweden, NCDs are 
estimated to account for 90% of deaths and the most common diseases are, by far, 
cardiovascular diseases (CVDs) and diabetes. Together these ailments are 
responsible for 44% of all deaths compared to 25% from cancer and 5% from 
accidents (37). These diseases are regarded as preventable in most cases and the 
four main behavioral risk factors for CVD and diabetes are tobacco use, physical 
inactivity, harmful use of alcohol and an unhealthy diet (37, 38). 
 
1.3.1 Cardiovascular Disease and Type 2 Diabetes 
The evidence for the importance of preventing CVD and type 2 diabetes is growing 
rapidly, and over the past decade more than 150 000 papers on the subject physical 
activity and health and 200 000 on food and health have been published. The vast 
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majority of these focus on cardiovascular health (39). In the Swedish National 
Guidelines for Methods of Preventing Diseases published in 2011, the health care 
system strongly recommended increasing efforts in four primary prevention fields: 
tobacco use; hazardous use of alcohol; insufficient physical activity; and unhealthy 
eating habits (38). The health care system currently offers advanced advice and 
counseling on these four fields according to these guidelines. 
 
1.3.2 Cardiometabolic Risk Factors 
High energy intake in relation to energy expenditure is strongly associated with 
overweight or obesity that in turn is associated with an increased risk for CVD, type 
2 diabetes, and some cancers. But not all who are overweight or obese develop 
CVD, diabetes type 2, or cancer, and some individuals who are not overweight or 
obese do develop these diseases. Many different factors contribute to whether the 
individual will develop obesity or not. Childhood obesity and determinants that 
have been proven to be associated with obesity can be both modifiable and non-
modifiable. Examples of modifiable risk factors are being sedentary or having a low 
level of physical activity; poor diet; insufficient sleep; poor living conditions, living 
in an urban or rural environment; intrauterine exposure to high maternal adiposity, 
and gestational diabetes. The latter is considered modifiable because of results of 
studies on obese mothers who had had bariatric surgery showing that the offspring 
tended to become less obese compared to their siblings born before their mother had 
the surgery. Other modifiable risk factors are the socioeconomic position, which 
could be modifiable with political and culture changes; some endocrine diseases; 
epigenetics, with the possibility to modulate gene transcriptions in the 
developmental environment both prenatally and during childhood (40, 41). Risk 
factors that are not modifiable and are associated with obesity are; heredity; birth 
weight, including those born with high birth weight and those born small for 
gestational age; early age at body mass index (BMI) rebound; ethnic origin; and 
country of birth (40). In addition, medications frequently used in people with ID are 
often associated with obesity, including psychotropic drugs, anticonvulsants, and 
hormonal contraceptives (40, 42).  
 
Obesity is a complex disorder involving many interacting genetic and 
environmental factors (40). It is highly heritable with a genetic contribution of 
between 40 and 70% if one has two obese parents (43-46). About 30 specific 
genetic locis have been found associated to obesity but together these do not explain 
more than a few percent of the variation in BMI (43). There are some rare specific 
syndromes related to obesity that have variations in ghrelin, the hunger signal 
hormone, and leptin, an adiposity signal hormone and both of these have a major 
influence on the energy balance in the body (40, 47). Some of these syndromes are 
associated with ID including Prader-Willi Syndrome (PWS) and Bardet-Biedel 
Syndrome (40). 
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1.3.2.1 Consequences 
The consequences of an increase in adipose tissue is that this contributes to elevated 
levels of circulating free fatty acids and adipokines. The adipokines contribute to 
both a proinflammatory state  and a prothrombotic state. The increase in free fatty 
acids leads to an increase in insulin resistance in the muscles and liver and an 
elevation in plasma glucose. High levels of free fatty acids also increase triglyceride 
levels in plasma, which lowers the amount of high-density lipoprotein cholesterol 
(HDL-C). High levels of free fatty acids can also damage β-cells through 
lipotoxicity, and this also increase glucose levels (48). 
 
Glucose homeostasis is required for the body to remain healthy. Glucose is one of 
the body’s main sources of energy and thus it is important to be able to store it for 
use between meals and during exercise. Under normal circumstances, many tissues 
can also use fat or protein as an energy source in addition to glucose, but some 
organs, such as the brain and red blood cells, can only use glucose and ketone 
bodies. The essential hormone insulin reduces glucose release from the liver and 
stimulates glucose uptake in muscle cells and fat cells to be used as a source of 
energy. Glucose is stored as glycogen in liver and muscle cells. When the blood 
glucose concentration is low, stress hormones such as adrenalin, glucagon, and 
cortisol are released. These hormones mobilize glycogen, which is converted to 
glucose by glycogenolysis. Additional glucose may also be produced from non-
carbohydrate precursors, such as triglycerides (glycerol) and protein (amino acids), 
through the process of gluconeogenesis.  
 
Disrupted glucose and insulin homeostasis are early consequences of obesity and 
are a step towards pre-diabetes and diabetes. When glucose levels are not regulated 
properly, many cells and organs suffer and one particularly harmful target during 
hyperglycemia is suggested to be the endothelial cells (48). Pre-diabetes, defined as 
impaired glucose tolerance (IGT) and impaired fasting glucose (IFG), increases the 
risk of developing diabetes and CVD (49). The risk of developing diabetes is higher 
when both IGT and IFG are impaired. Pre-diabetes is associated with the metabolic 
syndrome. Obesity is strongly associated with both pre-diabetes and the metabolic 
syndrome, but the underlying mechanism behind this connection is still unclear and 
under debate (48). Two mechanism that are probably involved are insulin resistance 
and systematic inflammation, both of which are effects of obesity. Pre-diabetes only 
has a minor association with microvascular disease, but can to some extent, predict 
macrovascular disease. The metabolic syndrome, however, is a much stronger 
predictor of cardiovascular disease and diabetes type 2 (48). 
 
Obesity is associated with hypertension but this association is not fully understood 
(48). At middle-age, every 20 mmHG in systolic blood pressure and 10 mmHG in 
diastolic blood pressure are associated with a two-fold difference in the stroke death 
rate and a similar death rate due to ischaemic heart disease (50). 
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1.3.3 Metabolic Syndrome 
Metabolic syndrome was first described 80 years ago and has over the years, been 
described with slightly different components, different cut offs, and under different 
names such as Syndrome X, The Deadly Quartet and the Insulin Resistance 
Syndrome (51). The syndrome contains a cluster of risk factors for CVD and type 2 
diabetes that occur together more often than by chance alone (52). The core 
components of the metabolic syndrome are obesity, insulin resistance, 
dyslipidaemia, and hypertension (51). Recently there has been a debate as to 
whether or not the metabolic syndrome predicts CVD better than the individual 
components of the syndrome (53). One problem with evaluating the evidence of the 
additional benefits of considering the metabolic syndrome as whole is that different 
variables and different cut offs have been used by different organizations (53). 
Recently a consensus was come to regarding the definition of the metabolic 
syndrome by all of the primary actors in the debate including: the International 
Diabetes Federation (IDF); the American Heart Association /National Heart Lung 
and Blood Institute (AHA/NHLBI); the International Arteriosclerosis Society; 
WHO and the International Association of the Study of Obesity (IASO) (52, 53). 
The metabolic syndrome is diagnosed if three of the five following variables are 
present: a waist circumference for females ≥ 80 cm and for males ≥ 94 cm (this is 
the European cut off and, adjustments to national or regional cut offs are used); 
blood pressure ≥ 130/85 mm/Hg; fasting glucose ≥ 5.6 mmol/L; fasting 
triglycerides ≥ 1.7 mmol/L; HDL-C for females < 1.29 mmol/L and for males < 
1.03 mmol/L. These cut off levels can be used on adolescents age 16 years and 
older (54, 55). The cut off levels included in the metabolic syndrome are lower for 
the blood pressure and fasting glucose variables than when these levels are used to 
diagnose hypertension (>140/90 mmHg) and diabetes (≥7.0 mmol/L), respectively 
(56, 57). The metabolic syndrome usually starts with the onset of obesity and 
insulin resistance (52). 
 
1.3.4 Body Composition 
Body composition includes fat mass (FM), bone mass and lean body mass (LBM). 
BMI is the simplest measure of body composition, but it does not separate these 
different components and only considers weight in relation to height. This is why a 
“normal” BMI can include both unhealthy levels of fat mass and muscle mass and 
does not give any information about the fat mass location. Measuring waist 
circumference (WC) gives some information about the location of the adiposity, but 
not if this adiposity is subcutaneous or visceral located fat, and it gives no 
information about muscle mass. Other techniques for measuring fat mass are 
skinfold thickness and bioelectrical impedance. Skinfold thickness measures fat 
under the skin and is a good measure to detect changes in percentage of fat mass 
and to predict adiposity a better measure compared to BMI (58). It is less adequate 
on lean or obese individuals, does not measure muscle mass, and require good 
technique to get useful results (59). Bioelectrical impedance analysis estimates total 
body water, both intra- and extra-cellular water, and calculates body composition 
together with weight, height, age, and sex (60). Despite these measurements, this 
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techniques has poor accuracy in detecting changes in percentage fat mass (59) and 
is not recommended for single individual measures (60). This technique is, 
however, frequently used in published studies. Dual-energy x-ray absorptiometry 
(DXA) measures body composition in more detail and can provide overall and 
regional assessments of lean, fat, and bone mass (59). LBM is mostly muscle mass 
and is associated with the body’s metabolism. Skeletal muscle plays an important 
role in many biochemical processes and is the second largest body composition 
component after fat mass. It is important in terms of body weight, blood pressure, 
blood lipids, and blood glucose and thus is an important component to measure. 
 
The DXA measurement does not distinguish the location of the abdominal fat to 
determine if it is intra-abdominal or not. This is a valuable piece of information 
because the level of visceral fat is strongly associated with insulin resistance and 
cardiovascular health. Several mathematical equations have been suggested for 
calculating these variables, but these have not been used in this thesis (61). 
Magnetic resonance imaging is a method that separates abdominal fat but is  more 
expensive and more difficult to access, and computed tomography gives significant 
exposure to ionizing radiation (61).  
 
All body composition parts differ between the sexes after puberty with bone mass 
and lean body mass content being higher in males individuals and fat mass higher in 
females of the same BMI (62). 
 
Obesity is traditionally viewed as beneficial to bone health because of its 
mechanical loading, and many studies report a positive association between being 
overweight and having higher bone mass density (63). Probably, however, obesity 
is detrimental to bone health (64) and is reported associated with a higher risk for 
fractures in both children and adults (65, 66). DXA measures bone in two 
dimensions, but bone is a three-dimensional structure. This is why DXA is not the 
optimal method for measuring bone mass, but bone mass is not the primary target 
in these studies. A recent study on pre-pubertal children reported a positive 
association between fat mass and bone size after adjustment for LBM, but a 
negative association when the true volumetric density was assessed by pQCT 
(peripheral quantitative computed tomography)(67). The cause for the decreased 
bone mass associated with obesity is still unclear but many explanations are 
suggested including increased cytokine and leptin levels, reduced adiponectin 
levels, and reduced calcium absorption (64). 
 
1.3.4.1 BMI 
In adults there is an internationally agreed upon standard for classifying BMI: <18.5 
represent underweight; 18.5 – 24.99 represents normal weight; 25– 30 is 
overweight; and ≥ 30 is regarded as obesity (68). The BMI classification is different 
for children due to many factors that affect weight such as age, sex, puberty, and 
ethnicity and several different methods are used. Cole’s age- and gender- specific 
cut off points are used in an international classification of overweight and obesity 
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that correspond to the adult BMI for overweight and obesity and have been adopted 
by the International Obesity Task Force (IOTF) (69). Many countries compare 
children against country- specific charts. For example, the US classifies those with a 
BMI > 95th percentile as obese; > 85th percentile as overweight; and a BMI < 5th 
percentile as underweight (70).  
 
1.3.5 Cardiovascular Fitness 
Physical fitness consists of “a set of attributes that are either health- or skill-related” 
and cardiovascular fitness (CVF) is one component of the physical fitness. The 
other components are muscular, metabolic, and morphological fitness (71). In the 
sub-studies in this thesis only CVF is measured. CVF measures the ability of the 
body to transport and use oxygen (72) and is a direct measure of a person’s 
physiological health status. There are several interchangeable names for CVF such 
as cardiorespiratory fitness, aerobic capacity, aerobic fitness, aerobic work capacity, 
and maximal oxygen uptake. CVF is a predictor of cardiovascular disease in adults 
(73). In recent years, several studies have shown that a low CVF is strongly 
associated with total and abdominal fat in children (74, 75) as well as to other risk 
factors for CVD (76, 77). Longitudinal studies have shown that CVF affects risk 
factors present from adolescence to young adulthood (78, 79) and this association is 
suggested to be independent of physical activity levels (76, 80). Maximal oxygen 
consumption (VO2 max) is an objective measure of CVF and it is the maximal 
amount of oxygen that a person can consume at a certain time (81) p.106).  
 
1.3.5.1 Measuring Cardio Vascular Fitness 
VO2 max can be assessed via indirect calorimetry during a maximal exercise test or 
estimated in a maximal or a sub-maximal test. VO2 max is expressed in absolute or 
relative terms. The absolute measure is oxygen uptake/time presented in litres per 
minute and the relative measure is oxygen uptake in milliliters per bodyweight or 
LBM in kilograms per minute, thus fitness. Estimation from sub-maximal tests can 
be made because heart rate (HR) has a linear relationship with oxygen consumption 
under a certain workload. Specific nomograms have been developed for certain 
tests (82). 
 
1.3.5.2 Cardio Vascular Fitness Test for Individuals With ID 
Several fitness tests have been evaluated for validity and reliability in the 
population with ID with and with or without DS, and most of these have been 
developed for adolescents and young adults (83-88). CVF tests can be divided into 
field tests and laboratory test; into maximal tests or sub-maximal tests; and into 
performance tests or tests that requires a minimum of performance. Most tests 
validated for people with ID are field tests that are in a large part performance-
based such as the shuttle run test and the walk/run test (85-87). All maximum tests, 
such as maximum capacity bicycle tests and treadmill tests also rely mostly on 
performance. Sub-maximal tests are bicycle tests or step tests and estimates a 
maximal heart rate from nomograms.  
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Performance tests were excluded from our studies, even though more of these are 
validated for people with ID, with and without DS, such as the 600 yard walk-run, 
the 16 m shuttle run, and the 20 m shuttle run (83, 85). Tests on treadmills were not 
an alternative in our studies because this is a laboratory choice. Their usefulness is 
also affected by the participant’s weight and they are more difficult to use in 
different locations. 
 
We chose the sub-maximal ergometer bicycle test performed according to Åstrand 
together with the Åstrand and Rhyming nomogram (the Åstrand test)(89, 90), a 
bicycle test frequently used for measure of CVF, and a field test that does not 
incorporate performance and does not depend on the participant’s weight (91). The 
Åstrand test is used in many studies both in children (91, 92) and adults (93) 
without ID. Predicting VO2 max compared to a direct-measure of maximal VO2 
consumption from a running test has recently been shown to have no mean 
differences at the group level (mean difference 0.01 L O2 min-1, 95% CI -0.10 to 
0.11) in adults (94). Underestimation of CVF in younger children (ages 11 to12 
years) without ID has been reported (92) as well as overestimation in adults with ID 
(95, 96).The measurement error in a sub-maximal tests is the same for the same 
individual over time as long as the procedures are standardized. The test has been 
suggested to be sub-optimal for comparison between individuals but it does have 
indicative properties on a group level. 
 
1.3.6 Unhealthy Living Habits 
1.3.6.1 Lifestyle and Living Habits 
The term lifestyle is defined by MeSH as “a typical way of life or manner of living 
characteristics of an individual or group” and in the Swedish public health 
dictionary says that “since the 70s in social medicine, the term lifestyle has had the 
meaning of describing personal habits without any reference to society and 
including the fields smoking, drugs, exercise and food habits” (97). Lifestyle has 
thus commonly been understood to be synonymous with personal choices and their 
attendant connotations of right or wrong (98). Today, however, there is a much 
wider understanding of the determinants of an individual’s lifestyle (99-102). In 
Sweden the term “levnadsvanor” or “living habits” has replaced “lifestyle” to cover 
the total context defined as “specific behavior in daily life activities that the 
individual can affect” together with how living habits are affected on a micro and 
macro level with living conditions and living environment (38). The micro level 
concerns the individual’s specific circumstances such as living, work, education, 
and material hardship and is often used to grade living conditions. The macro level 
concerns socioeconomic background and social systems beyond the individual’s 
ability to control (38). 
 
1.3.6.2 Measures of Unhealthy Living Habits 
Living habits that are followed by the Swedish National Institute of Public Health 
are the intake of vegetables and fruits, physical activity, sedentary leisure time, 
weight, gambling habits and the use of tobacco, drugs, and alcohol (103). Other 
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living habits associated with being less healthy are lack of sleep and too much 
unhealthy stress, but these were not measured in this thesis nor were alcohol use, 
drugs use or gambling habits. 
	  
1.3.6.3 Social Determinants Associated With Bad Health  
Material hardship, education and employment have been known for many years to 
affect living habits and cardiovascular health (104). Several recent reports (99, 105) 
have include many more societal issues that affect an individual’s cardiovascular 
health. These issues go further in measuring health than only looking at smoking or 
eating habits, physical activity habits. Socioeconomic patterns characterized most 
living habits in the latest public health report on living conditions and health in 
Sweden (106). Those with short education and poor personal finances tend to have 
worse living habits compared to those with extensive education and strong finances. 
Students at practical school programs are at greater health risk compared to those on 
theoretical programs and people with a disability are more likely to have unhealthy 
living habits. There is also a link between living environments and living habits. 
Those who engage in more sedentary leisure time activities report feeling more 
unsafe compared to those who are physically active 30 minutes per day, and eating 
habits are affected with the local food supply (106). Conditions during childhood 
may affect health later in life. Risk factors for health problems were 80% more 
common in children and adolescents coming from less favorable social 
circumstances, and an association with delayed cognitive development has recently 
been reported (107). 
 
Suggestions have also been made that a health related selection operates already in 
childhood and appears to influence socioeconomic position later in adult life (108).  
 
 
1.4 PREVALENCE OF CARDIOMETABOLIC RISK FACTORS IN ID 
1.4.1 Adults 
Adults with an ID has during the last 20 years been reported with more obesity, 
being less physical active and with more developed cardiometabolic risk factors 
(42, 109-117) or at least at the same level as the population at large (118-121). 
Obesity are more common among females with an ID compared to females without 
an ID (109-111) and also compared to males with an ID (111). Underweight is 
reported more often in the ID group compared to the general population and more 
often among males with an ID (110, 111, 115). The most frequent associations with 
obesity except being female in the group with ID reported is having DS, having 
autism, not having a cerebral palsy, being younger, being independent or having a 
milder ID (110, 111). 
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1.4.2 Adolescents and Children With an ID 
 A few recent studies on the physical health of adolescents with an ID have been 
published. These have recruited participants from schools or from clinical 
institutions and their results have been mixed (122-127). Increased levels of obesity 
have been reported as early as in pre-school children with developmental delays 
(128, 129), and obese children have been shown to more often suffer from 
developmental delays (130). 
 
1.4.3 National Health Survey Data 
National health survey data on this target group is lacking from all parts of the 
world (131, 132). Over the past decade attempts have been made to present a bigger 
overview of suspected health disparities between people with an ID and the general 
population in Europe (11). The EU-funded Pomona project developed a set of 
health indicators specific to people with an ID, investigated these throughout 
Europe, and concluded that disadvantageous health disparities exist for those with 
an ID, and that there is serious lack of experimental evidence in several fields (133-
137). In addition, in 2006 the Journal of Mental Retardation and Developmental 
Disabilities Research Reviews published several papers on health disparities among 
adults with an ID compared to the general population (113, 114, 138, 139). Very 
little is known about Swedish conditions in adults and nothing is known concerning 
children or adolescents with an ID (140). 
 
1.5 DOWN SYNDROME AND ALTERED METABOLISM  
Individuals with DS have an altered metabolism and seem to be protected against 
atherosclerosis even though they tend to have high levels of body fat, triglycerides, 
and the inflammatory marker C-Reactive Protein (CRP) (141).The reason for this is 
unclear. One suggestion is that the extra copy of chromosome 21 that leads to DS 
has functions that, in triplicate, alter metabolic function (142). For example, 
compared to the population at large persons with DS have been reported to have 
increased levels of oxidative stress and impaired endothelial function (143); a 
propensity for developing Alzheimer’s disease at an earlier age associated with 
higher total cholesterol levels, however delayed if treated with lipid lowering statins 
(144); earlier onset of type 1 diabetes together with reduced insulin dependenc 
(145-147); menopause at an earlier age (148); and sleep apnea in children (142, 
149). The resting metabolic rate has been suggested to be lower in pre-pubertal 
children with DS (150) but not in adults with DS (151). Children with DS have 
been reported to have higher leptin levels in relation to the percent fat mass (152) 
compared to children without DS.  
 
Individuals with DS are reported obese more frequently compared to the general 
population as well as to the population with ID in general (153, 154). This occurs 
also at an earlier age and with a peak in their thirties compared to ten years later in 
the general population (155, 156). Obesity is more common among females with 
DS compared to males with DS (141, 155, 157, 158) and they tend to have more 
abdominal fat mass (159, 160). Other cardiometabolic risk factors reported to differ 
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compared to the population at large and to the general ID population are lower 
blood pressure (158, 161, 162), lower LBM (153, 159), lower bone mass density 
(153, 160, 163) and low incidence of hypertension (121). Glucose and insulin levels 
have been reported to be both higher and lower (153, 157, 158, 164), and no 
differences in certain blood lipids have been seen although some studies have 
reported higher triglyceride levels (141, 164, 165).  
 
People with DS have a low maximal heart rate, diminished work capacity with 
concomitantly reduced VO2 max, a reduced heart rate response to exercise, and 
chronotropic incompetence (166, 167). The explanation for this dysfunction is still 
unclear. Reduced blood pressure and heart rate response to sympathoexcitatory 
tasks such as the isometric handgrip exercise indicate reduced sympathetic nervous 
system activity (168). Alterations in the autonomic nervous system with greater 
parasympathetic activity at rest has also been found but the group difference 
disappeared with the onset of exercise and thus could not be responsible for the 
chronotropic incompetence (166). Reduced total heart rate variability, which 
indicates a possible autonomic dysfunction, has been reported (169). One 
suggestion for the reduced heart rate response to orthostatic stress is an impairment 
in the autonomic cardiac regulation with a greater baroreflex sensitivity when 
standing (170). However a lower baroreflex sensitivity during the isometric 
handgrip exercise and at rest when controlling for systolic blood pressure has been 
reported (171). A heightened sympathetic modulation of heart rate variability has 
been reported, and this could indicate a poor cardiac responsiveness to changes in 
autonomic modulation during exercise (172). 
 
This divergence in cardiometabolic risk factors as well as in cardiovascular fitness, 
and the abnormal physiology in individuals with DS compared to the general 
population with ID, requires attention. 
 
1.6 HEALTH PROMOTION 
The aim of a public health system is to achieve the best possible health for its 
population and to equally allocated its service (97). Health promotion is the process 
of enabling people to increase control over their health and its determinants and 
thereby improve their health. This is a core function of public health services and 
contributes to the work of tackling communicable and non-communicable diseases 
and other threats to health.  
 
1.6.1 School and School Health Service 
The new Education Act (SFS 2010:800) has strengthened the school’s 
responsibility in terms of disease prevention and health promotion (173) by 
imposing that schools strive to promote healthy living habits. Education in healthy 
food and exercise habits is emphasized in particular. The Act also points out that the 
school should create a healthy environment for children to learn in and to use 
scientific evidence in achieving this goal. 
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The school nurses have an important part in fulfilling these responsibilities. In the 
guidelines for the school health service, it is stated that school nurses are to attend in 
particular to students with health risks related to living habits (174). This should be 
a priority area for the work of the school nurses and the school health service should 
be diligent in its health promotion work. 
 

1.6.2 School Interventions 

Several reviews and meta analyses suggest that school interventions are effective 
(175-180) especially if they combine increased physical activity, healthier food, and 
health education (177, 179, 180). There is strong evidence for an increased effect of 
interventions with younger children (178), for longer interventions (181), and for 
including a general policy (182, 183). Schools are beneficial for health promotion 
because they provide access to almost all children, but they are at the same time 
problematic because they are complicated environments in which to perform the 
experimental studies required to know how effective the intervention has been (184, 
185). Some evidence suggests that more vulnerable groups at higher risk for 
unhealthy living habits benefit more from school intervention of this kind (186, 
187). In regards to students with an ID, there are only a few interventions at the 
school level published and these are only concerned with increased physical activity 
to increase fitness (188, 189). The design of school interventions have to be more 
“hands-on” to reach this group, and a comprehensive approach seems necessary 
(190). 
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2 AIMS 
The overall aims of this thesis were to examine and follow changes in 
cardiometabolic health of youths with mild/moderate intellectual disabilities and 
to examine the effect of health-promoting activities in an upper secondary school. 
 
2.1 SPECIFIC AIMS 
• To investigate the prevalence and severity of cardiometabolic risk factors 

and cardiovascular fitness among adolescents with ID and compare them 
with adolescents without ID (Paper I). 

• To examine if there is a progression in cardiometabolic risk factors among 
young people with and without ID after transition into adulthood (Paper II). 

• To investigate whether or not a multifactorial school intervention involving 
increased physical activity and healthy food during school hours could 
reduce cardiometabolic risk factors and increase cardiovascular fitness 
among adolescents with mild/moderate ID (Paper III). 

• To evaluate whether a multifactorial school intervention using the Plate 
Model results in healthy food choices with a recommended intake of ≥ 
37.5% vegetables (Paper IV). 

• To look at the food-taking behaviour and choices in an independent meal 
situation (Paper IV). 
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3 MATERIAL AND METHODS 
3.1 STUDY DESIGN AND PARTICIPANTS 
Design and participating individuals in Paper I-IV are described in Figure 1. 
Participants were between 16 and 21 years old (Papers I, III and IV) or between 22 
and 26 years old (Paper II).   
 
3.1.1 Recruitment  
The participants in Paper I (and consequently Papers II to IV) came from a 
convenience sample recruited from one upper secondary school for students with ID 
that was familiar to the author. Participants without ID were recruited from partly 
the main schools practical programmes and from a theoretical upper secondary 
school located nearby (Papers I and II). Those from practical (vocational) 
programmes came from handicraft or food programmes and those from theoretical 
from natural and social science programmes. In total 249 adolescents were asked to 
participate in sub-study one: ID n = 85; practical programmes (non-ID-p) n = 74; 
and theoretical programmes (non-ID-t) n = 90.  
 
In the group with ID five participants refused to participate but 93% of the 71 
eligible students participated in the study. In the non-ID-p group, several groups of 
students were out on work experience and not available and this group also had the 
highest refusal rate. Forty six percent of the students from the practical programmes 
participated. In the group from the theoretical programmes, the first 60 that signed 
up for participation were included. At follow-up five years later, 35% of the 
participants with an ID agreed to participate along with 33% in the non-ID group. 
The reasons for exclusion in the ID group were school transition, death, or 
participation in sub-study three. The reasons for dropout were similar for the ID and 
non-ID groups except for some in the ID group that did not participate because 
personnel at the group home did not have time to assist them in participating. 
Additional reasons for not participating in the follow-up were that they did not want 
to, did not answer the request, or did not attend scheduled meetings. In the non-ID-t 
group several of the dropouts wanted to participate but were abroad making 
participation impossible to arrange.  
 
All but one of the available students agreed to participate in the evaluation of the 
school intervention in sub-study three. Participants from the intervention school in 
sub-study four were not included in sub-studies one, two or three. The control group 
in sub-study four was recruited from two similar upper secondary schools for ID 
students, one located in the same city and the other in a city nearby. 
 
3.1.2 Participants’ Characteristics 
All individuals with ID had a mild/moderate ID. They had all been administratively 
defined with an ID through tests (psychological, pedagogical and sometimes 
medical test) before being accepted into the special programmes at the upper 
secondary school for intellectual disability students from which they had been 
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recruited. One or two participants in each group of ID (except Paper III) had a 
diagnosis within the autism spectrum – these were not treated specifically. None of 
the participants had any known obesity syndromes such as PWS. 
 
All participants were ambulatory and no one had any major physical disabilities. 
They were all able to take instructions required for the measurements included in 
the studies. Most of the participants in Papers I, III and IV lived at home with their 
parents and a few lived in group homes and the majority travelled to school by 
themselves by public transportation. In Paper II most of the participants had moved 
out from their homes to independent or semi-independent living arrangements or 
group homes. All participants in Paper I were in Tanner puberty stage IV or V (191, 
192). Participants with ID were slightly older compared to the non-ID control group 
because upper secondary school for students with ID is for four years but is only 
three years for students without ID. Participants with ID were recruited from years 
1to 4 and participants without ID from years 2 and 3. 
 
 
 
 

 

 
  

Paper I 
(2004) 

Cross sectional survey 
  

Students with an ID, n = 66, (f 25, m 41) 
Age, mean (SE) 18.6 (0.16) 
Including n = 13 with DS 

 
Students without ID, n = 90, (f 56 m 34) 

Age, mean 17.8 (0.08) 
Upper secondary school year 1 
        year 2 
        year 3 
        year 4 

Paper II 
(2009) 

Longitudinal study 
 

Young adults with an ID, n = 23, (f 12, m 11) 
Age, mean (SE) 24.3 (0.19) 

Including n = 5 with DS 
 

Young adults without ID, n = 30, (f 20, m 10) 
Age, mean (SE) 23.4 (0.13) 
  year 2 
 year 3 
 year 4 

Paper III 
(2007) 

Intervention study 
 

Intervention n = 11, (f 2, m 9) 
Age, mean (SE) 17.2 (0.23) 

Including n = 3 with DS 
  

 Historical controls n = 16, (f 6, m 10) 
Age, mean (SE) 20.8 (0.21) 

Including n = 2 with DS 
  All with an ID 

 year 4 
 year 4 

Paper IV 
(2009-2010) 

Observation study 
 

Intervention n = 27, (f 15, m 12) 
Age, mean (SE) 18.5 (0.26) 

Including n = 3 with DS 
 

 Controls n = 62, (f 29, m 33) 
Age, mean (SE) 18.9 (0.15) 

Including n = 9 with DS 
All with an ID 

Figure 1. An overview of the design and participants included in Papers I – IV.  
f = female; m = male; DS = Down syndrome; ID = intellectual disabilities. 
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3.2 PROCEDURES 
3.2.1 The Cross Sectional Baseline Study (Paper I) 
Fasting blood samples were drawn at the participant’s schools by a specialist nurse 
in the morning after fasting from midnight the night before. Cardiovascular fitness 
tests were performed by personnel at the Swedish School of Sport and Health 
Science. All participants were familiarized with the cycle ergo meter, the use of the 
HR telemetric devices, and the Borg scale in advance of the test. The participants 
with ID received an extra familiarizing session at their school. Body composition 
measurements were taken by specialized personnel at the Karolinska University 
Hospital. Height, weight, hip, and WC were measured twice; once in conjunction 
with the cardiovascular fitness test and then together with blood pressure during the 
body composition measurement. 
 
3.2.2 The Longitudinal Follow-up Study (Paper II) 
Height, weight, WC, blood pressure, fasting blood samples after fasting from 
midnight, body composition and cardiovascular fitness test were all performed at 
Karolinska University Hospital by specialized personnel. 
 
3.2.3 School Intervention (Paper III) 
“Friskare, Smartare, Gladare”  
The ‘Healthier, Smarter, Happier’ intervention used a whole-school strategy 
consisting of a new school policy in line with the STOPP study (187). The 
intervention comprised health-promoting changes in the school schedule with an 
increased number of physical education lessons together with education about food 
and changes in the available food according to the National Food Administration’s 
recommendations and the Nordic Nutrition Recommendations of 2004 (193). The 
policy included all students and personnel as well as all school activities and 
included classes in home economics, classes in cooking, trips outside of school 
during school time, and coffee breaks.  
 
A health educator was employed as a teacher, partly due to the inclusion of 
additional physical education but also to provide general support to health-
promoting activities. The school lunch was served on specially designed ‘Plate-
Model’ plates (194) that served as a pedagogical tool to help the students 
understand and remember how and what to choose and effectiveness of this tool 
was evaluated in sub-study four. The school intervention was introduced in the 
autumn of 2005. 
 
3.2.4 The Special Plate (Paper IV) 
The Plate Model was designed to function as a daily reminder of what should be on 
the plate and in what proportions. The main purpose of the plate was to increase 
vegetable intake. The specially designed plate is based on the idea of the Plate 
Model (194, 195) and replaced the regular lunch plate in the cafeteria in 2006. The 
model plate was 25 cm in diameter and was divided into three sections by a thin line 
with every section representing a food group.  
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The plate had a 4-cm edge that contained color pictures of different food categories 
(green for vegetables; brown for potatoes, rice, pasta and bread; and red for meat, 
fish, and beans (Figure 2). The idea behind the plate was repeatedly explained to all 
students by the health education teacher every new school year. The three different 
food groups were exemplified and the purpose of the different nutrients was 
described in a simply way. The school staff was encouraged to discuss the purpose 
of the plate during lunchtime as well as to comment on missing items when the food 
was taken or being eaten.  
 
 

 
 
Figure 2: A special plate according the Plate Model with decor handmade from 
templates, manufactured at Gustavsbergs porcelain factory, in Stockholm, Sweden. 
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3.3 DATA COLLECTION 
Data collected in Papers I through IV are presented in Table 1. 
 

Table 1. Overview of data collected 
  Paper I Paper II Paper III Paper IV 
Height (cm) x x x x 
Weight (kg) x x x x 
Hip circumference (cm) x x x 

 Waist circumference (cm) x x x 
 Blood pressue (mmHG) x x x 
 Fasting insulin (pmo/L) x x x 
 Fasting plasma glucose (mmol/L) x x x 
 Total cholesterol (mmo/L) x x x 
 HDL cholesterol (mmo/L) 

 
x 

  LDL cholesterol (mmol/L) 
 

x 
  Triglycerides (mmo/L) x x x 

 Hs-CRP (mg/L) 
 

x 
  Dual photon x-ray absorptiometry  x x x 

 Cardiovascular fitness test x x x 
 The Meal Model picture book 

   
x 

Dietist XP 
   

x 
Template (≥ 37.5% vegetables)       x 

 
3.3.1 Measurements 
3.3.1.1 Anthropometrics 
3.3.1.1.1 Weight and Height 
Standing height (to the nearest cm) and body mass (to the nearest 100 g) were 
measured twice, and a third time in Paper II if there was more than a 2 cm or 1 kg  
discrepancy in the first two measurements using a SECA (Model 701 with an 
incorporated stadiometer; Vogel & Halke, Hamburg, Germany) (Papers I, III, and 
IV) or a Tanita BWB 800S (Tanita, Tokyo, Japan) (Paper II). The mean of the two 
measurements were used. The participants wore light clothing with empty pockets 
and no extra sweaters, belts or shoes. BMI was calculated as body mass in 
kilograms divided by height squared in meters (kg/m2) and with special cut offs for 
adolescents. 
 
3.3.1.1.2 Hip and Waist Circumference 
Hip circumference in cm was assessed as the largest circumference around the hip 
(Papers I and II). WC in cm was measured as the horizontal circumference in the 
standing position between the lowest rib and the iliac crest (Papers I and III). The 
mean the two closest measures were used for both hip and waist measurements. The 
waist to hip ratio (WHR) was calculated by dividing the WC by hip circumference 
(Papers I and II), and the WC to height ratio (WHtR) was calculated by dividing the 
WC by the height (Paper I). 
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3.3.1.2 Blood Pressure 
Seated auscultatory diastolic blood pressure (DBP) and systolic blood pressure 
(SBP) was measured in the right arm with the participant sitting after having rested 
for 10 minutes. In Paper I only one measure was taken. In Papers II and III two 
measurements were taken with a third if there was a difference > 10 mmHG in the 
first two. The mean of the measures were used. 
 
3.3.1.3 Body Composition 
Total body composition was measured with the aid of dual photon x-ray 
absorptiometry (DXA; Lunar Prodigy X-R model 6830, GE Lunar Corporation, 
Madison, WI, USA) (Papers I, II, and III). Analyses were performed using the 
Prodigy encore 2004 software version 880001. The total areal bone mineral density 
(BMD) in g/cm2 and bone mineral content (BMC) in grams were measured with the 
values for the pelvis and spine alone. The z-score was calculated from BMD 
corrected for age and sex in a group of population controls. Fat mass was measured 
as the total percentage in the total region and in the trunk region. The ratio of 
percentages of android and gynoid fat (A/G) was calculated. The android fat mass 
was determined as the area above the iliac crest that was defined as 20% of the 
distance from iliac crest to the base of the skull, and the gynoid fat mass was 
defined as that found in an area 3.5 times the size of the android area and located 
1.5 times the android area below the base of the android region. Lean body mass 
include everything except fat mass and BMC. Fat free mass (FFM) include 
everything except fat mass. FFM was estimated as: body mass minus total fat mass 
in kg (FFM = BM – FM). In the estimation of relative VO2 with LBM instead of 
body mass in Paper I FFM was used but was incorrect written as LBM in the 
formula (196). 
 
3.3.1.4 Biochemistry 
Fasting venous blood samples were collected by a specially trained nurse for total 
cholesterol (mmol/L), triglycerides (mmol/L), plasma glucose (mmol/L) and fs-
insulin (pmol/L) (Papers I and III). In addition HDL cholesterol (mmol/L); LDL 
cholesterol (LDL-C; mmol/L) and CRP sensitive (Hs-CRP) (mg/L) were collected 
(Paper II). The homeostasis model assessment of insulin resistance (HOMA-IR) 
(197) was calculated according the formula of fasting insulin x fasting glucose/22.5. 
Insulin in pmol/L was converted to µunit/L by dividing it by 6.945 (198). All 
insulin and lipid measurements were analysed by the hospital’s accredited 
chemistry laboratory (Clinical Chemical Laboratory at Karolinska University 
Hospital, Huddinge) using standard laboratory techniques. 
 
3.3.1.5 Cardiovascular Fitness 
Cardiovascular fitness was estimated by the Åstrand test (90) and was initially used 
together with the Borg rating of perceived exertion (RPE) scale (199). The Borg 
scale was used to assess perceived exertion in the legs and chest. The Borg scale 
was only used in the first data collection but because of problems for the 
participants regarding deciding on the level of exertion, it was never analysed, thus 
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was excluded from the test (Paper I). The Åstrand cardiovascular fitness test is a 
bicycle ergometer test using a standard speed at predefined workloads. If necessary, 
the workload is increased until a steady state heart rate has been established above 
120 beat/min. VO2max (L/min) was estimated from the measured HR and workload 
using the nomogram provided by Åstrand and Rhyming (89). Estimated VO2max 
was expressed in both absolute terms (L/min) and for relative VO2 max in two 
different ways (mL/kg/min) and (mL/kg LBM/min). LBM is calculated by 
subtracting fat mass from body mass (Paper I). The participants were familiarised 
with the cycle ergo meter, the use of the HR telemetric devices (Accurex plus and 
Polar T31, Polar Oy., Tampere, Finland) and the Borg scale in advance. 
Additionally, participants with ID received an extra familiarisation session at their 
school ahead of the first data collection. All participants received verbal support 
during the test (85). Tests were performed by personnel at the Swedish School of 
Sport and Health Sciences (Paper I) and from hired research assistants from the 
same school (Papers II and III). The bike was calibrated in advance of each test day 
(Papers I, II and III). 
 
3.3.1.5.1 Estimation of HR in Participants With ID With and Without DS 
According Fernhall, maximal HR can be predicted with similar accuracy in people 
with and without ID, provided DS is accounted for in the equation for the group 
with ID (85). 
 

3.3.1.5.1.1 The Equation  

For individuals with ID: HRmax = 189–0.59 (age) (R=0.30, SEE=13.8, P < 0.01). 
HRmax = 210–0.56 (age)–15.5 (DS) (R=0.57, SEE=11.8, P < 0.01). 
DS coded as 2; non-DS coded as 1. 
For individuals without ID: HRmax = 205–0.64 (age) (R=0.52, SEE=9.9, P < 0.01). 
 
The correction for maximal HR was made in two ways in this thesis, manual with 
intrapolating between the points in the Rhyming table (89)(Paper I) and from a 
linear regression (Papers II and III). The corrected maximal HR were used to adjust 
the prediction of maximal oxygen uptake according to Ryhming et al. (90). 
 
The difference in estimate is dependent on the fact that many of the participants had 
a HR that resulted in an underestimation and gave 4-7% higher levels in Paper I.  
 
3.3.1.6 School Intervention 
The multifactorial school-based intervention was evaluated using an evaluative 
design (200). Pre- and post-data from the intervention group was also compared 
with data from a viable group, i.e. earlier students attending the same school.  
 
3.3.1.7 Special Plate 
The observed lunch meals were distributed over four occasions due to a lack of 
space; 14, 22, 27 and 26 participants. Thus each participant attended one occasion. 
The participants were video-recorded while filling their plates but not while eating. 
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All plates were numbered and the participants had the same number on their chest 
for identification of portions; faces were not recorded. The plate was photographed 
before and after all servings.  
 
On the fourth occasion, all servings were weighed. On the same occasion, after 
finishing the meal, everyone filled out a questionnaire with five questions about 
their experience of the lunch and how much they felt affected by being filmed and 
their servings being photographed. Everyone received assistance with reading the 
questions if needed. 
 
Food quantity was estimated in grams from “Matmallen” a meal model picture 
book (201) augmented with our own pictures and entered into the Dietist XP 
software package, version 3.0, 2007 (Kost & Näringsdata, Bromma, Sweden). This 
dietary programme is linked to the Swedish Food Database (National Food 
Administration, 2007, Uppsala, Sweden). Dietist XP estimations are based on age, 
BMI, sex and physical activity level. Visual inspections of the photographs were 
made to quantify the numbers of food items and food categories and number of 
servings. An estimate of the proportion of ≥ 37.5% vegetables on the plate was 
made based on a transparent template. 
 
We used an observational method with video monitoring (Canon Digital Camcorder 
MV900, Canon INC Oita, Kyushu, Japan) and digital photos (Minolta Dimage Z1 
with 3.2 mega pixels and 10x optical zoom, Konica Minolta Canon INC, Osaka, 
Japan) collected during the experimental lunch buffet at the Department of 
Occupational Therapist Training kitchen in the hospital. A common and popular 
Swedish lunch meal was chosen: meatballs, boiled potatoes and a brown sauce. In 
addition, eight different vegetables and legumes (raw and hot) were served. All food 
was presented in identical bowls. Water was served with the food. An ordinary 
white plate with a diameter of 23 centimetres was used for the lunch. The 
participants were informed in advance about the video recording and its purpose. 
The instructions they were given was to eat whatever and as much as they wanted.  
 
3.3.1.8 Validation of Method (Paper IV) 
Two ways were used to validate the method. Films and photographs from occasion 
2 were sent to two external dieticians (not familiar with each other) who 
independently estimated all of the servings. All portions were weighed at occasion 4 
before and after servings on a calibrated digital scale (Attaché, Leifheit/Soehnle, 
Montréal, Switzerland) at the same time as images of the plate were taken. 
 
3.3.1.9 Analysis of Food-taking Behaviour 
Films were analysed according to following questions: “Does the participants 
appear to stop and think about where to start to take from the buffet?”, “Does the 
participant take from all bowls, only the closest bowls, or appear to think it over and 
make a choice?”, “Does the participant say anything that indicates that a decision 
has been made?” and “How does the participants place the food on the plate?”. 
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3.4 STATISTICAL ANALYSES AND DATA HANDLING 
Statistical methods used in this thesis are presented in Table 2. 
 
Table 2. Statistical methods used in Paper I - IV and in this thesis 
  Paper I Paper II Paper III Paper IV Thesis 
Descriptive statistics  x x x x x 
ANOVA, Bonferroni posthoc x 

    Student's paired t-test x x x 
 

x 
Cross tabulation, Pearson's chi-square 
test/Fisher's exact test x x x x x 
Kappa statistics for agreement between pair x 

    Pearson's correlation x 
  

x x 
Independent sample's t-test 

 
x x x x 

Mann-Whitney U-test 
   

x 
 Intraclass correlation coefficient (ICC) 

   
x 

 ANCOVA x x 
  

x 
ANOVA, repeated measures 

   
x 

 Continous metabolic risk score 
 

x 
  

x 
Non parametric related samples test  

    
x 

Quantitative content analyses       x   
 
 
3.4.1 Data Handling 
3.4.1.1 Groups Compared in the Four Papers 
ID and non-ID; ID non-DS (the group with ID without individuals with DS) and DS 
and non-ID divided in non-ID-p and non-ID-t (Papers I and II). The intervention 
group was compared with a comparison group all with ID, with and without 
individuals with DS (Papers III and IV). Estimation of food was compared between 
2, 3 and 4 different estimators (Paper IV). 
 
3.4.1.2 Non Normally Distributed Variables 
The distribution of triglycerides, f-insulin, HOMA-IR   (Papers I - III), Hs-CRP and 
HDL-C (Paper II), body mass (in kg), protein content, potatoes in grams, lunch 
eaten in kcal and vegetables in grams (Paper IV) did not reveal a normal 
distribution and these factors were log transformed with Ln or with the square root. 
The result is presented in antilogged and squared values although without SD, since 
it is not statistically possible to antilog. 
 
3.4.2 Statistics 
3.4.2.1 Descriptive Statistics 
Descriptive statistics is presented as the means, SE and their corresponding 95% 
confidence intervals (Paper I) and as the means and SD (Papers II-IV), together 
with the median and the ranges (Paper IV). Female and male participants were 
analysed separately to explore differences between sex and the groups ID and non-
ID. The T-test for independent samples was used to test for mean differences 
between two groups and ANOVA was used to test between the means of three 
independent groups, using a post hoc pair wise comparison (Papers I and II). Paired 
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sample T-test was used for comparison between independent groups with regard to 
changes from the baseline to follow-up (Papers I and II) and between two separate 
weight measures (Paper I). Categorical data was presented in cross tables and 
comparison between proportions of individuals in various categories from ordinal 
data was carried out using the Paersons chi-square test for differences while kappa 
statistics were used for the analysis of agreement between pairs in a number of 
variables (Papers I-IV). Where there were too many expected cells with < 5 in the 
Chi-square tests, Fisher’s exact test was used instead. The Paerson’s correlation was 
used for estimation of correlations between two variables (Papers I-IV). The Mann-
Whitney U test was used where an assumption of approximately normal distributed 
data could not be made and alternatives such as log transformation failed. A general 
linear model was used to estimate the within-subject effect for standard deviation 
SD and further to calculate measures such as measurement error (ME) and 
repeatability (REP) for the estimated food between 2, 3 and 4 different estimators 
and presented in grams and for differences in estimated and weight portions (Paper 
IV). Agreement was estimated using the intraclass correlation coefficient (ICC) 
measured for variables of estimated and actual kcal intake (Paper IV). 
 
3.4.2.2 ANCOVA 
Analysis of Covariance was used for analysis of continuous variables with age and 
sex as covariates, and the Bonferroni post hoc test was used to compare the means 
between the three groups (Paper I). Data was tested and presented as the difference 
between the mean change between groups, from modelling of data including the 
group as fixed and 2004 levels as a covariate in the model (Paper II). Data was also 
tested and presented as the difference between mean change between groups for the 
variables of sex; medication; smoking; origin; parents origin; parents education; 
working included as fixed (Paper II). Because of the small sample these variables 
were tested one by one. All estimates in the results of the ANCOVA analyses have 
been adjusted for group, sex and age and in addition with sex as a split file. All 
estimations are made with and without DS and the non-ID group divided into non-
ID-p and non-ID-t are adjusted for group, sex and age and in addition with sex as a 
split file.  All estimations are made with and without DS and the non-ID group 
divided into non-ID-p and non-ID-t. 
 
3.4.2.3 Continuous Metabolic Risk Score 
An aggregated risk score was computed from the variables of body fat, blood 
pressure, total cholesterol, f-insulin, fp-glucose, triglycerides and cardiovascular 
fitness in ml/kg (Paper II). Body fat was calculated as the mean of BMI, WC and 
truncal fat mass percentage. Blood pressure was derived as the mean of systolic and 
diastolic blood pressure. For each variable, a Z-score (SDS score) was derived as 
the number of SD units in relation to the samples mean, the mean of 2004 and 2009 
values, after normalisation of the variables (Z = (value – mean)/SD). The 
cardiovascular fitness variable was multiplied by -1 to reverse the order and indicate 
higher metabolic risk with increasing scores. This sum was then divided by 7 to 
compile the risk score with units of SD. This derived score only applies to this 
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population (202, 203). To have an eligible score, missing data was accepted for at 
most one sub score. 
 
3.4.2.4 	  Quantitative Content Analysis  
Analysis of the four films on behaviour for the selection of food at the buffet table 
considering choices, in terms of appearance, whether active or more random (Paper 
IV). Two sided tests were used in all hypothesis testing and analyses and p < 0.05 
was regarded statistical significant. Statistical analyses were performed using the 
software program Statistical Package for the Social Sciences (SPSS), version 14.0 
(Paper I), 16.0 (Paper II), 19 (Paper III and IV) (SPSS Inc. Chicago, Illinois, USA), 
today IBM SPSS, IBM Inc. 
	  
3.5 ETHICAL APPROVAL 
All studies were approved by the Ethical Review Board in Stockholm (DNR 
21/03; 2006/570-32; 2008/158-33/3; 2008/1875-32; 2009/772-32). 
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4 RESULTS 
The major findings were that adolescents with ID had a more unfavorable 
cardiometabolic health compared to non-ID. The level of cardiometabolic risk 
factors increased during transition to adulthood in the group with ID and for non-
ID from earlier practical secondary education. A multifactorial school intervention 
with a healthy school environment can contribute to healthier food choices and a 
deceleration of both fat mass gain and loss of cardiovascular fitness. A specific 
tool such as the special plate for lunch at school might facilitate healthier food 
choices. 
 
The result is presented in the different measures of cardiometabolic health and the 
change in levels at follow-up and after intervention based on the results from the 
sub-studies presented in Papers I, II and III. BMI is presented from the sub-study 
presented in Paper IV. All analysis in this section, regardless of whether otherwise 
made in the publications, all data is adjusted for age and sex if not otherwise stated. 
Furthermore, results from Paper IV where the plate designed is influenced by the 
plate model, will be presented at the end. 
 
4.1 BODY FAT MEASURES 
4.1.1 DXA 
The group with ID had higher levels of body fat measured as FM total % or FM 
trunk % compared to non-ID (Table 3). Females with ID had higher levels 
compared to non-ID females (Papers I-III). Females had higher levels compared to 
males in both groups, with one exception, FM trunk % did not differ between sexes 
in the ID group at follow-up, females vs males 43% vs 33%, p = 0.064 (Paper II). 
Males with ID had higher levels compared to non-ID males with one exceptions 
regarding FM trunk%: males with ID vs non-ID males, 25% vs 19%, p = 0.075 
(Paper I) (Figure 3). Males with ID was the only group with a mean ratio above 1, 
measured as android fat mass divided by gynoid fat mass percent (Figure 3).  
 

4.1.1.1 Non-ID Individuals From Practical Versus Theoretical Programs 
Both FM total% and FM trunk %, were higher in the non-ID-p group compared to 
non-ID-t (28.32 (1.30) vs 23.89 (1.10), p = 0.011); (29.16 (SE 1.46) vs 24.05 (SE 
1.24), p = 0.009) (Paper I). 
 

4.1.1.2 Change Over Time 
4.1.1.2.1 After Intervention 
There was no increase in fat mass in the intervention group after 2 years of 
intervention. No additional differences between groups.  
 

4.1.1.2.2 Change at Follow-up Without Intervention 
The ID group had increased both FM total% and FM trunk% between 2004 and 
2009 (Paper II) and with a larger change than in the non-ID group in FM trunk% 
(Table 4).  
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Table 3. Body fat measured in different ways in the sub-studies in Paper I, II, III and IV presented 
with mean (SE), adjusted for age and sex. 

 
Paper I and II 

 
Paper III 

   
Paper IV 

  Baseline Follow-up Baseline Follow-up   
Before 
intevention 

After 
intervention 

Historical 
CG     

 

ID, 
n = 66 

ID, 
n = 23 

Non-ID, 
n = 90 

Non-ID, 
n = 30 

 

ID, 
n = 11 

ID, 
n = 11 

ID, 
n = 16 

 

ID, 
n = 89 

BMI kg/m2 25.0 (0.5) 28.2 (1.1) 22.9 (0.5)* 23.6 (1.0)* 
 

20.5 (1.2) 20.5 (1.3) 23.9 (0.9)* 
 

24.4 (0.5) 

WC (cm) 85.1 (1.6) 91.3 (2.6) 78.0 (1.3)* 80.5 (2.4)* 
 

72.8 (3.1) 74.0 (3.5) 80.9 (2.3)a 
  

Fat mass total % 31.0 (1.1) 35.9 (2.1) 25.8 (1.0)* 25.7 (1.8)* 
 

27.3 (3.4) 25.2 (3.3) 30.3 (2.2)a 
  

Fat mass trunk % 31.8 (1.3) 37.9 (2.3) 26.2 (1.1)*a 26.8 (2.1)*a 
 

26.4 (3.8) 24.3 (3.9) 31.1 (2.6)a 
  

Android fat (A) % 
 

43.5 (1.8) 
 

35.0 (1.6)*a 
      

Gynoid fat (G) % 
 

43.8 (2.7) 
 

24.5 (2.5)*a 
      A and G ratio 

(A/G)   1.0 (0.04)   0.9 (0.03)*a             
* Significant difference between ID and non-ID groups; between intervention and historical comparison groups.    
a Sex influences the result. 

 

Figure 3. Fat mass trunk percent, adjusted for age and sex 
* significant difference between ID and non-ID groups 
** significant difference between females and males in the group 

 
 

 
Figure 4. The ratio between android and gynoid located fat mass presented for the ID  
and non-ID groups in Paper II.  
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4.1.2 BMI 
The group with ID had higher levels of body fat measured as BMI compared to 
non-ID (Table 3). Females with ID had higher levels compared to non-ID females 
(Papers I-IV) However, when excluding individuals with DS no differences 
between the groups were found when measured as BMI (mean (SE) 24.5 (0.59) vs 
22.9 (0.46), p = 0.135) (Paper I). No difference between males and no differences 
between females and males in the two groups. Females with ID had higher BMI 
compared to males with ID (mean (SE) 25.8 (0.78) vs 23.1 (0.77), p = 0.019) (Paper 
IV). Level of ID was not associated with BMI. There were no differences in BMI 
between individuals with ID on or from individual respectively national 
programmes (e.g. level of ID), (Papers I, II and, IV). Between 27 – 44% in the 
groups with ID had developed overweight and between 12 -17% in the non-ID 
groups (Papers I, II and, IV) (Figure 5). Obesity was present at between 14 - 35% in 
the groups with ID and among 3-7% in the non-ID groups. The small group that 
received the school intervention showed 9% overweight and no one was obese after 
intervention. One participant with DS was found to be underweight in all 
measurements. Normal weight was most common in the non-ID group. 
 
4.1.2.1 Non-ID Individuals From Practical Versus Theoretical Programmes 
There was no difference between non-ID individuals from practical vs theoretical 
programmes (Papers I and II).  
 
4.1.2.2 Change Over Time 
4.1.2.2.1 After Intervention 
There was no increase in fat mass in the intervention group after 2 years of 
intervention measured as BMI (Table 3). Mean BMI was lower in the intervention 
group compared to the historical comparison group after the school intervention. No 
additional differences between groups.  
 
4.1.2.2.2 Change at Follow-up Without Intervention 
Both groups, ID and non-ID increased body fat measured as BMI between 2004 and 
2009 with no difference in size of change but with different progress between 
baseline and follow-up between non-ID-p and non-ID-t groups (Figure 6). 
 
4.1.3 Waist Circumference 
The group with ID had higher levels of body fat measured as WC compared to non-
ID (Table 3). Females with ID had higher levels compared to non-ID females 
(Papers I-III). No difference between males, and no differences between females 
and males in the two groups (Papers I and II) (Figure 7). 
 
4.1.3.1 Non-ID Individuals From Practical Versus Theoretical Programmes 
There was no difference between non-ID individuals from practical vs theoretical 
programmes (Papers I and II).  
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Figure 5. BMI categories for underweight, normal weight, overweight, and obesity 
presented for all four sub-studies. 
 
 
 
 
 
 
 
 

Figure 6. BMI categories for underweight, normal weight, overweight and obesity 
according WHO divided in students on/from practical respectively theoretical programs. 
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4.1.3.2 Change Over Time 
4.1.3.2.1 After Intervention 
There was no increase in fat mass in the intervention group after 2 years of 
intervention. WC was lower in the male group after intervention, when excluding 
DS individuals, (mean (SE) 86.22 (2.81) cm vs 75.51 (3.45) cm, p = 0.034). No 
additional differences between groups.  
 
4.1.3.2.2 Change at Follow-up Without Intervention 
Both the group with ID and the non-ID group increased WC between 2004 and 
2009 with no difference in size of change (Table 4).  
 
4.1.3.3 Waist Circumference as Part of the Metabolic Syndrome 
WC as a part of the metabolic syndrome and above cut off as being a risk factor 
differed between groups and was present in 35% in the group with ID compared to 
17% in the non-ID group (Paper I) (Figure 7). The prevalence of a WC above cut-
off was at follow-up 70% in the group with ID and 20% in the non-ID group (Paper 
II). More females compared to males with ID had a WC above cut off (69% vs 
31%, p = 0.027). No one in the intervention group had, after intervention, a WC 
above cut off.  
 
4.1.4 Correlation Between Fat Mass Measuring Methods 
Total percent FM correlated well between 2004 and 2009 (r = 0.924) and compared 
to other fat mass measurements (at follow-up); FM trunk % (r = 0.901); WC (r = 
0,884); BMI (r = 0.891).  

 
 

Table 4. Change at follow-up in cardiometabolic risk factors and cardiovascular fitness between ID and 
non-ID groups, presented in means (SD) 

 
Group with ID Group without ID Difference ID - without ID* 

 
n =  23 

 
n = 30 

 

 
Mean (SD) p = value Mean (SD) p = value Mean (SD) p = value 

WC (cm) + 4.25 (7.31) 0.011 + 3.12 (5.30) 0.003 + 1.13  0.518 

Fat mass % total + 3.55 (3.28) 0.000 + 1.39 (5.21) 0.154 + 2.16  0.066 

Fat mass % trunk + 4.61 (3.66) 0.000 + 1.85 (6.20) 0.113 + 2.76 0.031 

Lean body mass (kg) - 0.003 (1.54) 0.992 + 1.71 (3.04) 0.005 - 1.71  0.018 

Bone mineral density (BMD)(g/cm2) + 0.01 (0.03) 0.236 + 0.02 (0.04) 0.011 - 0.01 0.264 

BMD z-score - 0.14 (0.68) 0.367 + 0.14 (0.65) 0.238 - 0.28 0.008 

Systolic blood pressure (mmHg) - 7.21 (10.91) 0.004 - 2.00 (11.48) 0.347 - 5.21 0.338 

Diastolic blood pressure (mmHg) - 5.29(10.34) 0.0221 - 3.22 (11.35) 0.131 - 2.07  0.337 

Fasting glucose (mmol/L) + 0.55 (1.29) 0.086 + 0.21 (0.33) 0.001 + 0.34 0.072 

HOMA-IR 2 + 0.53 (-) 0.023 +0.19 (-) 0.178 +0.34 0.042 

Total cholesterol (C)(mmol/L)  + 0.33 (0.66) 0.051 + 0.49 (0.53) 0.000 - 0.16   0.743 

VO2 max (lxmin-1)3  - 0.06 (0.51) 0.632 - 0.22 (0.54) 0.031 + 0.16  0.307 

VO2 max (mlxkg-1xmin-1)3 - 3.22 (7.89) 0.112 - 5.91 (9.51) 0.002 + 2.69  0.033 
1When participants with Down syndrome are excluded diastolic blood pressure is no longer decreased. 
2HOMA-IR = (fasting glucose x fasting insulin)/22.5 
3The variable is corrected for heart rate according to Fernhall (205). 
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4.2 OTHER CARDIOMETABOLIC RISK FACTORS 
4.2.1 Blood Pressure 
Blood pressure (systolic and diastolic) did not differ between groups with no 
differences between females or males between the groups (Paper I and II) (Table 5). 
Excluding individuals with DS resulted in higher levels in diastolic blood pressure 
in the ID group compared to non-ID (ID 75.00 (SE 2.09) mmHg vs non-ID 69.19 
(SE 1.66) mmHg, p = 0.047) (Paper II). In the non-ID group males had higher both 
systolic and diastolic blood pressure than females (SBP, mean, (SE) 121.4 (1.66) vs 
112.1 (1.28), p = 0.000; DBP 78.4 (1.46) vs 68.9 (1.13), p = 0.000) (Paper I).  
 

4.2.1.1 Non-ID Individuals From Practical Versus Theoretical Programmes 
No difference between non-ID-p and non-ID-t individuals.	  

	  
4.2.1.2 Change Over Time 

4.2.1.2.1 After Intervention 
Diastolic blood pressure was lower in the intervention group compared to the 
historical comparison group when excluding DS individuals (mean (SE) 67.23 
(3.74) mmHg vs 76.90 (2.57) mmHg, p = 0.049). 

 
4.2.1.2.2 Change at Follow-up Without Intervention 
Systolic and diastolic blood pressure decreased in the group with ID between 2004 
and 2009 (SBP (mean (SD) diff – 7.21 (10.91), p = 0.004; DBP diff – 5.29 (10.34), 
p = 0.022) with attenuation of the decrease of diastolic blood pressure when 
excluding individuals with DS (Table 4). No difference in change between ID and 
non-ID groups. 

 
4.2.1.3 Blood Pressure as Part of the Metabolic Syndrome 
Blood pressure above cut off was present in both groups and did not differ between 
groups (Papers I-III) (Figure 8). 

Figure 7. Waist circumference adjusted for age and sex presented in means for the total 
group and divided in females and males. 

* significant difference between ID and non-ID groups 
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4.2.2 Glucose metabolism 
4.2.2.1 HOMA-IR 
HOMA-IR levels were higher in the group with ID compared to non-ID (Table 6). 
Females in the group with ID had higher HOMA-IR levels compared to non-ID 
females (Figure 9). 
 
4.2.2.1.1 Non-ID Individuals From Practical Versus Theoretical Programmes 
No difference in HOMA-IR between non-ID- p and non-ID-t groups. 

 
4.2.2.2 Change Over Time 
4.2.2.2.1 After Intervention 
The intervention group had no change in HOMA-IR after intervention or compared 
to the historical comparison group. 

 
4.2.2.2.2 Change at Follow-up Without Intervention 
HOMA-IR levels increased in the ID group between 2004 and 2009 and the size of 
change was larger than in the non-ID group (Table 4). HOMA-IR above the 
suggested cut off by Keskin et al (at baseline for adolescents > 3.16 and at follow-
up for adults > 2.5) had changed from 15% to 35 % in the group with ID and from 
2% to 10% in the non-ID group (not significant) (204).  

 
 
4.2.2.3 Insulin 
Insulin levels were higher in the group with ID individuals compared to the non-ID 
group (Paper I). Females with ID had higher insulin levels compared to non-ID 
females and females had higher insulin levels compared to males in both groups 
(Figure 10).  
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Figure 9. HOMA adjusted for age and sex presented in means for the total group and divided 
in females and males. Antilogged values presented. 
* significant difference between ID and nonID groups. 
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4.2.2.4 Non-ID Individuals From Practical Versus Theoretical Programmes 
No difference in insulin levels between non-ID- p and non-ID-t groups. 

 
4.2.2.5 Change Over Time 
4.2.2.5.1 After Intervention 
The intervention group had no change in glucose levels after intervention or 
compared to the historical comparison group (Table 6). 
 
4.2.2.5.2 Change at Follow-up Without Intervention 
No changes in insulin levels in either group. 

 
 

 
  

Table 5. Blood pressure, bone mass and lean body mass presented with means (SE), adjusted 
for age and sex in Paper I-III 

 
Paper I and II 

   
Paper III 

  

 
Baseline Follow-up Baseline Follow-up Before After Historical CG 

 
ID ID non-ID non-ID ID ID ID 

  n=66/at DXA 65 n=23/at DXA 22 n=90/ at DXA 88 n=30 n=11 n=11 n=16 

SBP (mmHg) 116 (1.4) 111 (2.4) 117 (1.2)a 113 (2.2) 113 (2.7)a,c 110 (4.6) 116 (3.1) 

DBP (mmHg) 75 (1.2) 72 (2.0) 74 (1.0)a 69 (1.9)b 77 (2.7) 67 (3.7) 75 (2.5)b 

LBM (kg) 43.7 (0.9) 45.0 (1.4) 48.8 (0.8)*ad 50.2 (1.3)*a 39.5 (1.7)a,c 40.7 (2.3) 43.6 (1.6)a 

BMD (g/cm2) 1.16 (0.01) 1,19 (0,02) 1.22 (0.01)*ac 1,24 (0,02) 1.06 (0.03) 1.08 (0.03) 1.17 (0.02)*b 

BMD Z-scoree -0.02 (0.16) 0.14 (0.21) 0.57 (0.11)* 0.79 (0.14)* -1.31 (0.41) -0.82 (0.30) -0.02 (0.22)*b 

CG = comparison group; SBP = systolic blood pressure; DBP = diastolic blood pressure; LBM = lean body mass; BMD = bone mass density 
* significant difference between ID and non-ID group; significant difference between after intervention compared to the CG 
a sex influences the result; b the result changes when excluding Down syndrome individuals; cage influences the result; d interaction effect between 
sex and group 
eBMD z-score is analyzed with T-test 
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Figure 10. Insulin levels adjusted for age and sex presented in means for the 
total group and divided in females and males.  
* sign difference between ID and non-ID group 
** sign  difference between sex in the group 
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4.2.2.6 Glucose 
No differences in fasting glucose between groups (Paper I-II). No difference in 
glucose levels regardless of including DS individuals or not in the analyses. Non-ID 
females had lower fasting glucose compared to non-ID males (mean (SE) 4.7 (0.07) 
mmol/L vs 5.1 (0.10) mmol/L p = 0.004) (Paper II). 
 

4.2.2.7 Non-ID Individuals From Practical Versus Theoretical Programmes 
No difference in glucose levels between non-ID- p and non-ID-t groups. 
 

4.2.2.8 Change Over Time 
4.2.2.8.1 After Intervention 
The intervention group had no change in glucose after intervention or compared to 
the historical comparison group.  
 
4.2.2.8.2 Change at Follow-up Without Intervention 
There was an increase in fasting glucose in the non-ID group (Table 4). 

 

4.2.2.9 Fasting Glucose as Part of the Metabolic Syndrome 
Glucose as a part of the metabolic syndrome, and above cut off, was present as a 
risk factor was present in the group with ID (Paper I) and in both groups at follow-
up (Figure 8). No differences between groups (Paper I-II). No one in the 
intervention group had a fasting glucose above cut off neither before or after the 
school intervention. 
 
4.2.3  Correlation Between Insulin and Fat Mass 
FM total percent correlated with fasting insulin in both groups at baseline. Insulin 
correlated highly with FM total % in the ID group (r = 0.926) and not at all in the 
non-ID group, nor with any of the fat mass measurements (Paper II) (Table 7). 
	  
4.2.4 Blood Lipids 
4.2.4.1 Triglycerides 
Triglycerides were higher in the ID group compared to the non-ID, however this 
was attenuated when excluding individuals with DS (p = 0.198) (Table 6) (Paper I). 
Males with ID had higher triglycerides compared to non-ID males (0.91 mmol/L vs 
0.64 mmol/L, p = 0.006). No differences in triglyceride levels (Paper II). No 
differences between females and no differences between sexes in either group. 
 
4.2.4.1.1 After Intervention 
Triglyceride did not differ between the intervention group and the historical 
comparison group. 
 
4.2.4.1.2 Change at Follow-up Without Any Intervention 
There were no differences in change in triglyceride levels in the groups or between 
the ID and non-ID groups. 
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4.2.4.1.3  Non-ID Individuals From Practical Versus Theoretical Programmes 
No differences in triglyceride levels between non-ID-p or non-ID-t groups. 

 
4.2.4.2 Total Cholesterol, HDL-C, LDL-C 
No differences in total cholesterol levels between the ID and non-ID groups (Paper 
I). Females with ID had higher cholesterol levels compared to males with ID (mean 
(SE) mmol/L 4.3 (0.18) vs 3.8 (0.13) mmol/L, p = 0.048 (Paper I). No differences 
in total cholesterol or HDL/LDL cholesterol levels (Paper II). No differences 
between females and no differences between sexes in either group. 
 

 

 
 
 
 
  

Table 6. Blood lipids, insulin, glucose and Hs-CRP presented as means (SE) and adjusted 
for age and sex between groups in Paper I, II and III.   

 
Paper I and II 

  
Paper III 

  

 
Baseline Follow-up Baseline Follow-up 

Before 
intervention 

After 
intervention Historical CG 

  
ID,  

n = 57 
ID,  

n = 20 
non-ID,  
n = 81 

non-ID,  
n = 30 

ID,  
n = 8 

ID,  
n = 9 

ID,  
n = 16 

Glucose mmol/L 4.8 (0.05) 5.4 (0.19) 4.7 (0.04)a 4.9 (0.16) 4.6 (0.09) 4.3 (0.26) 4.7 (0.12) 

Insulin (pmol/L)b 52.7 58.7 39.0 43.8* 46.9 33.5 33.4 

HOMA-IRb 1.6 2.0 1.2 1.4* 1.4 (0.22) 0,98 (0.39) 1.0 (0.19) 

Triglycerides (mmol/L)b 0.8 0.8 0.7* 0.8 0.7 0.6 0.8 
Total Cholesterol, ('C) 
(mmo/L) 4.0 (0.11) 4.3 (0.17) 3.9 (0.9)a 4.3 (0.14) 4.1 (0.30) 4.1 (0.47) 4.0 (0.23) 

HDL-C (mmo/L)b 
 

1.3 
 

1.4a 
   LDL-C (mmol/L) 

 
2.6 (0.17) 

 
2.5 (0.14) 

   
Hs-CRP mg/Lb   1.9   0.9a       
ID = intellectual disabilities; non-ID = without ID; CG = comparison group;  
* significant difference between ID and non-ID group; difference between intervention and historical comparison group; 
asex influences the result; bthe variable was log-transformed for the statistical  analysis. Antiloged values are presented. 

 
   

Table 7. Pearson correlation (r) presented for pair wise correlation between 
body mass index, waist circumference, percantage body fat and fasting insulin 

 
Without intellectual disability With intellectal disability 

 
n = 30 n = 23 

  WC 
FM 
total % f-insulina WC 

FM total 
% f-insulina 

BMI 0.926* 0.590* 0.182 0.908* 0.725* 0.739* 

WC (cm) 
 

0.392* 0.154 
 

0.667* 0.780* 

FM total %     0.204     0.926* 
*correlation is significant 

  a the variable was log-transformed for the statistical analyses 
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4.2.4.3 Change Over Time 
4.2.4.3.1 After Intervention 
Total cholesterol did not differ between the intervention group and the historical 
comparison group. 
 
4.2.4.3.2 Change at Follow-up Without Any Intervention 
The group with non-ID increased their total cholesterol, no difference between ID 
and non-ID group (Table 4). 
 
4.2.4.4 Non-ID Individuals From Practical Versus Theoretical Programmes 
No differences in any of the measured blood lipids between non-ID-p or non-ID-t 
groups. 
	  
4.2.4.5 Triglycerides and HDL as Part of the Metabolic Syndrome 
Triglyceride levels above cut off were present in both groups; ID and non-ID (Paper 
I), and only in the group with ID at follow-up (Paper II). HDL cholesterol levels 
under cut off were present in both groups, ID and non-ID (Figure 8) (Paper II). No 
differences between groups in either paper.  
	  
4.2.5 Inflammatory Marker Hs-CRP 
No differences between groups, ID and non-ID, with or without individuals with 
DS (Table 6). Males in the group with ID had higher Hs-CRP levels compared to 
males in the non-ID group (mean 2.54 mg/L vs 0.44 mg/L, p = 0.011) (Paper II).  
 
4.2.5.1 Non-ID Individuals From Practical Versus Theoretical Programmes 
Hs-CRP was higher in the non-ID-p group compared to non-ID-t (mean 1.93 mgl/L 
vs 0.51 mg/L, p = 0.012) (Paper II). 
	  
4.3 BONE MASS AND LEAN BODY MASS 
The group with ID had lower LBM and z-score BMD (Paper I and II) and lower 
BMD g/cm2 (Paper I) compared to the non-ID group with or without individuals 
with DS (Table 5). Males with an ID had lower LBM, BMD and z-score BMD 
compared to non-ID males with no difference between females (Paper I). Z-score 
BMD was lower in the group with ID (Figure 11) (Paper II). Males in both groups 
had more LBM compared to females (Paper I and II) (Figure 12) and more bone 
mass presented both as BMD and z-score BMD compared to females (Paper I). No 
differences between males in the ID and non-ID group in BMD when adjusting for 
LBM (Paper II). 
 
4.3.1.1 Non-ID Individuals From Practical Versus Theoretical Programmes 
 No differences between non-ID-p and non-ID-t in LBM or BMD (Paper I and II). 
The non-ID-p group had lower z-score BMD compared to the non-ID-t group 
(mean (SE) 0.38 (0.26) vs 0.99 (0.15), p = 0.041) (Paper II). 
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4.3.1.2 Change Over Time 
4.3.1.2.1 After Intervention 
No difference in LBM between intervention and the historical comparison group. 
The historical comparison group had higher BMD and Z-score BMD compared to 
intervention group but this was no longer present when excluding individuals with 
DS and adjusting for sex (p = 0.051) (Table 5). 
 
4.3.1.2.2 Change at Follow-up Without Any Intervention 
The non-ID group increased LBM, BMD and BMD z-score levels, and level of 
change in LBM was larger compared to the ID group (Table 4).  

 
 
 
  

Figure 11. The z-score of bone mass density presented in means for the total group and 
divided in females and males. 
* Significant differences between the ID and non-ID groups. 
** Significant difference between sex. 
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4.4 CARDIOVASCSULAR FITNESS 
4.4.1 Absolute and Relative VO2 
Cardiovascular fitness was lower in the ID group compared to the non-ID group 
both estimated as absolute in litre per minute or in relation to bodyweight (Table 8) 
(Paper I and II). Participants with DS exhibited levels equal to the group with ID 
when corrected according Fernhall (205). Both females and males with ID had 
lower cardiovascular fitness compared to females and males without ID with one 
exception, between females (Paper II) in absolute VO2 (Figure 13). Males had 
higher levels compared to females in both groups (Paper I). No differences between 
sexes in the group with ID (Paper II) and only in absolute VO2 in the non-ID group 
(mean (SE) males 3.1 (0.16) L/min vs females 2.5 (0.12) L/min, p = 0.012). 
Changing body mass to body mass without fat mass in the calculation of fitness e. 
g. fat-free mass, did not change the difference in fitness (Table 8). 
 
4.4.1.1 Non-ID Individuals From Practical Versus Theoretical Programmes 
The non-ID-p group had both lower absolute and relative VO2 compared to non-ID-
t (mean (SE) 2.8 (0.11) L/min vs 3.1 (0.09) L/min, p = 0.022 and 40.4 (1.69) 
ml/kg/min vs 45.6 (1.34) ml/kg/min, p = 0.017  (Paper I). Sex influenced the result.  
 
4.4.1.2 Change Over Time 
4.4.1.2.1 After Intervention 
No differences between intervention and the historical comparison group (Table 8).  
 
4.4.1.2.2 Change at Follow-up Without Any Intervention 
The non-ID group had a decrease in fitness both measured as absolute and relative 
VO2 and with a larger change compared to the group with ID in relative fitness 
(Table 4).  
 
4.4.2 Heart and Work Rate in the Bicycle Test 
Heart rate level and work rate at steady state during the bicycle test differed 
between the groups with lower levels in the group with ID compared to non-ID. The 
group with DS had lower levels compared to ID non-DS with the exception of heart 
rate that did not differ at follow-up (Paper II) (Table 8). 
 
4.5 METABOLIC SYNDROME 
No differences between groups in individuals that had developed the metabolic 
syndrome (Paper I). The distribution of risk factors in the different groups is 
presented in Figure 8. Percentage of individuals that had developed at least one 
metabolic risk factor above cut off included in the metabolic syndrome was higher 
in the group with ID (Paper I and II). 
 
4.5.1.1 Change Over Time 
4.5.1.1.1 After Intervention 
No one in the intervention group had developed the metabolic syndrome and no one 
in the historical comparison group. 
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4.5.1.1.2 Change at Follow-up Without Any Intervention 
There was no difference between ID and non-ID groups in decrease versus increase 
of any risk factor above cut off (Figure 14) (Paper II). The metabolic syndrome was 
developed with at least three risk factors above cut off in 22% of the group with ID 
compared to no one in the non-ID group (p = 0.012) (Paper II). No difference with 
or without DS or between females and males. Excluding HDL-C, 13% had 
developed the metabolic syndrome in the group with ID. 
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4.6 AGGREGATED RISK SCORE ON CONTINUOUS VARIABLES 
The aggregated risk score was higher in the group with ID compared to the non-ID-
t group (Paper I and II) (Figure 15 a+b). The risk score increased between 2004 and 
2009 in the ID group (0.27 to 0.59, p = 0.027) and the non-ID-p group (-0.57 to 
0.08, p = 0.000). No risk score was calculated for the intervention group due to the 
sample being too small. 
 

4.7 DOWN SYNDROME 
DS differed compared to non-DS ID with lower systolic blood pressure 108.4 (3.60) 
mmHG vs 118.2 (1.68) mmHG, p = 0.016, lower bone mass density in pelvis 1.11 
(0.03) g/cm2 vs 1.19 (0.02) g/cm2, p = 0.047 and being shorter 153.9 (2.36) cm vs 
167.5 (1.10) cm, p = 0.000 (Paper I). Male individuals with DS had lower BMD z-
score compared to males both in the group with and without ID (Paper I). In 
addition individuals with DS had lower heart- and work-rate in the cardiovascular 
fitness test (Table 8). Lower SBP and shorter height and with the addition of lower 
DBP, 61.8 (4.13) mmHG vs 75.6 (2.15) mmHG, p = 0.008 at follow-up (Paper II). 
No other differences. Height (Paper III and IV) and systolic blood pressure (Paper 
III) differed with lower levels in the DS group.  Correlation between BMI and 
fasting insulin was exceptionally low in the group with DS (r = 0.27) (Paper I). 
Excluding DS from the ID group affected the result in fat mass total %, waist 
circumference, Hs-CRP and triglyceride levels (Paper I-III). 
 

4.8 ASSOCIATIONS WITH SOCIOECONOMIC STATUS 
Socioeconomic status was only measured in the sub-study presented in Paper II. 
There were no differences between the groups with the exception of a higher 
proportion in the ID group who had a mother of a non-Swedish origin (Paper II). 
Higher levels of fat mass trunk percentage, HOMA-IR and a lower BMD z-score 
were associated with being unemployed or on sick leave. To be on medication was 
associated with lower BMD z-score. Associations were found between higher levels 
of total body fat mass percentage and unemployment/ being on sick leave (p = 
0.011); earlier attendance in a practical programme (p = 0.032); having a father 
without higher education background (p = 0.040). The increase in fasting insulin 
from 2004 to 2009 was associated with being on sick leave or unemployment (p = 
0.010). Being born outside Europe was associated with a decrease in estimated 
oxygen uptake in litre per minute (p = 0.024). 
 

4.9 EVALUATION OF THE PLATE (PAPER IV) 
A total of 89 adolescents with ID participated in the experimental evaluation of the 
plate, 27 had eaten from the plate at school lunch for at least six months and 62 
came from two other schools unfamiliar to the special plate. The majority (88%) of 
the total group filled their plate with ≥ 37.5% vegetables and mostly with three or 
four different kinds of vegetables, no differences between groups. Nor did the 
intake of vegetables differ between groups. The total group had a mean intake of 
558 kcal for lunch, which is less than what is recommended as normal, however 
more male participants (42%) took and ate more for lunch than assess as normal 
compared to females (20%, p = 0.027).  
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The intervention and control group differed in distribution of macronutrients at 
these lunches. The intervention group had a lower fat intake (mean 21(6) % vs 24 
(7) %, p = 0.031) and a higher carbohydrate intake (57 (7) % vs 53 (8)%, p = 0.035) 
compared to the control group. More individuals in the intervention group were 
satisfied with one portion (56% vs 32%, p = 0.039). Measured in grams, the 
intervention group had fewer leftovers and no leftovers with vegetables compared 
to the control group (5 (10) grams vs 25 (43) grams, p = 0.021).  
 
4.9.1 Food-taking Behaviour and Choices 
	  Everyone appeared to choose consciously before starting to take food, beginning at 
different bowls and adjusting the amount from the serving spoon before putting it 
on their plate. Ninety-two per cent (of the total group) took from all three food-
groups and no one took from all the bowls. More individuals who took more than 
one portion had plate wastes (88%, p = 0.010) compared to those without plate 
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Figure 15 b. An aggregated risk score in sub-study II, comparing the groups ID, 
non-ID-p and non-ID-t. 

Figure 15 a. An aggregated risk score in sub-study I, comparing the groups ID, 
non-ID-p and non-ID-t. 
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wastes. More of those who took more than one portion had eaten the recommended 
amount for lunch or more compared to those who took one portion (61% vs 52%, p 
= 0.000). 

 
4.9.2 Results From Validation of the Method 
Reliability of the measurement method was assessed in three different ways: 
between estimated and weighed portion; between assessment from two external 
dieticians; between external dieticians’ assessments and the researcher’s 
assessment. Validity was assessed in one way; the questionnaire with questions 
concerning how the participants’ liked being part of this experimental situation. 
Measured mean difference between estimated and weighed portion was done for all 
portions at one of four occasions. The level of agreement was estimated to be ICC = 
0.98. The mean difference was 66 grams (SD 80) with a variance of 144 grams in 
measurement error (ME) and with repeatability (REP) of 204 grams. Comparison 
with the assessment from another occasion between two external dieticians with 
earlier experience of estimation of portions showed the level of estimated 
agreement to be ICC = 0.98. The mean difference was 0.36 grams (SD 35) with a 
variance of 49 grams in ME and a REP of 69 grams. The level of agreement 
comparing our own assessment with that of the external dieticians was estimated to 
be ICC = 0.99. The mean difference was -3.9 grams (SD 24) with a variance in ME 
of 34 grams and REP of 48 grams. 
 
4.9.2.1 Participants’ Experience 
The participants’ experiences from the experimental situation were evaluated on 
one occasion using a questionnaire. Fifty-four per cent wrote positive comments, 
23% felt affected and in total 35% reported on at least one question that they had 
been affected by the situation. 
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5 DISCUSSION 
5.1 MAIN FINDINGS 
This thesis presents the longitudinal alteration of cardiometabolic risk factors and 
cardiovascular fitness among adolescents with a mild/moderate ID during transition 
to adulthood. The overall aim was to examine and follow change in cardiometabolic 
health and to examine the effects of health promoting activities.  
 
The main findings were that individuals with a mild/moderate ID, in adolescents 
with a marked progress during five years into young adulthood, had a higher 
prevalence and severity of cardiometabolic risk factors together with low 
cardiovascular fitness compared to individuals of the same age without ID. At 
follow-up as young adults, 35% were classified as obese, 20 % showed impaired 
fasting glycaemia and 22% had developed the metabolic syndrome. The health 
promoting activities, i.e. actions at school level with daily physical activity, healthy 
food and use of a special lunch plate showed promising results. Single risk factors 
included in the metabolic syndrome were only present in11% in this group after the 
school intervention with no one having an elevated waist circumference or being 
obese. 
 
5.2 PREVALENCE OF CARDIOMETABOLIC RISK FACTORS 
5.2.1 Overweight and Obesity 
This group with ID already had a mean BMI of 25 as adolescents with 34% being 
overweight and 15% being obese, a noticeably higher prevalence compared to the 
group without ID. Why are these adolescent overweight to this extent and are they 
representative of Swedish adolescents with an ID? The sub-sample in paper IV 
featuring adolescents with ID, involved in the special plate evaluation, was the same 
age but came from three different schools and had a comparable mean BMI of 24.4. 
Only one Swedish comparable study was found, just recently published. They 
report a lower  mean BMI, 23.6 (SD 4.9) (206). One of their exclusion criteria was 
reduced strength in the lower extremities and in addition the participants were 
recruited from an area with a national upper secondary sport school for students 
with an ID (206) and these differences might explain the lower BMI. I wanted to 
compare the level of obesity and cardiometabolic risk factors as well as the 
discrepancy with the group without ID found in this work with international data. 
This turned out to be difficult. 
 
Individuals recruited from school appeared to be most similar since population 
based data is rare (131).Six studies reporting overweight and obesity levels in 
adolescents with an ID recruited from schools (124-127, 211, 212). There were four 
from Europe and two from Asia and with contradictory results however with 
several reasonable explanations for this. Age ranges were different, there was a 
large proportion of individuals with autism in one study, students with physical 
disabilities were included, syndromes such as PWS were included and some of the 
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schools appeared to be institutional-like. Two of the school studies used 
complementary methods to measure fat mass, one measured WC (211) and one 
both WC and body fat with bio-impedance (127). Ells found no difference between 
the prevalence of obesity measured as BMI or WC however Salaun et al did and 
report the discrepancy in measured body fat with BMI compared to WC or with 
bio-impedance with lower prevalence of obesity measured with BMI. Thus, none of 
these studies were really comparable. 
 
BMI is a rough measure of body composition as it does not separate fat from 
muscle mass and bone mass. BMI levels among people with ID might 
underestimate the prevalence of adiposity. With lower levels of muscle and bone 
mass, especially in male individuals, that I report in this sample and suggested by 
others, (207) result in higher fat percentage for the same BMI.  
In some comparisons with the group without ID in this thesis, sub-studies of BMI 
levels have not differed between groups. At the same time, if measured as WC or 
fat mass from the DXA measures, level of adiposity has been higher in the group 
with ID. Thus  BMI is not optimal as measure of adiposity (127, 207). Measuring 
waist circumference and DXA should probably be preferred. 
 
Is there a systematic difference between the sexes in the group with ID in 
prevalence of overweight and obesity? Being female and having an ID appears to 
increase the risk for being obese as adolescence. Females with an ID were more 
obese both compared to males with an ID and compared to females without an ID, 
consistent with other studies on adolescents (206) but primarily on adults (109-111, 
115, 208). However this difference between the sexes looked different at follow-up. 
Among those who were obese, it was the opposite or equal, females (33%) and 
males (36%) showed no significant statistical difference. This is more in accordance 
with the general older population with male individuals being more obese (37). 
Males with an ID had higher levels of adiposity measured with DXA compared to 
males without ID as young adults and had narrowed the adiposity levels compared 
to females with an ID so that the natural difference between sexes in adiposity was 
gone. 
 
5.2.1.1 Differences in DS 
Several studies have suggested the population with DS is more overweight/obese 
compared to people with other causes of ID (123, 153, 155, 159). This work does 
not report that any differences between ID with or without DS in any of the body fat 
measures were prevalent. We saw no significant differences in BMI, and on the 
contrary, at follow-up, when measured as a fat mass percent total or trunk located, 
with lower levels in individuals with DS. Probably the DS individuals’ shorter 
height and maybe different body fat placement disturbs the accuracy of BMI levels. 
However DS have a specific growth chart although this was not used on those 
included in this work (209). Individuals with DS have been investigated much more 
prevalently than the group with ID at large. In connection with the creation of the 
Swedish growth chart for DS a decade ago, 33% of those who were 18 years old 
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were reported with a BMI > 25 which is a much lower prevalence compared to the 
49% in this work. However, those with DS were very few and the 49% is for the 
total group with an ID (209). However DS has, in several studies, been reported as 
being associated with high fat mass levels, more frequent in females (154, 159) but 
also with an earlier peak in increasing fat mass and with a plateau reached in the 
thirties (155, 156). I think the small sample of individuals with DS makes it 
impossible to draw any firm conclusions regarding DS specifically in this thesis. 
 
5.2.1.2 The group without ID 
The control group without ID had a mean BMI 22.9 with 15% being overweight of 
whom 3% were obese consistent with the control group in Blomqvist et al (206)as 
well as reports on the general Swedish population with levels of between  3 -7% in 
adolescents (210, 211). In less advantaged environments the figures look different 
and there is also a difference between rural and urban areas (212-214). However 
both this thesis and Blomqvist et al recruited the age matched control groups from 
the same area. 
 
The group without ID studying on practical programmes had a higher prevalence of 
being overweight compared to those on theoretical programmes measured as fat 
mass with DXA, but not measurable by comparing mean BMI or WC. However 
having a BMI ≥ 25 was present in 24% in the group non-ID-p and 11% in the group 
non-ID-t. The effects of social determinants on weight and health is today well 
known although it is not fully understood what the pathways are (99, 215). This 
difference between non-ID-p and non-ID-t appears to be step wise with the group 
with ID in the bottom with 49% having a BMI ≥ 25. 
 
Females had higher levels of fat mass compared to males consistent with natural 
differences between the sexes. In our sample without ID, female participants were 
somewhat more overweight compared to males, however there was not at a 
significant level and no difference is reported by others (210). 
 
5.2.1.3 Underweight 
The adult population with ID has been reported with higher proportions of people 
being underweight (110, 111, 208). In sub-study one we found 14% were 
underweight compared to 6% in the group without ID which is in agreement with 
the observations in adults.  
 
5.2.2 Other Cardiometabolic Risk Factors 
Fifteen percent in the group with ID had a degree of insulin resistance as 
adolescents measured as HOMA-IR which had increased to 35% at follow-up. The 
group without ID had an increase as well but at a much lower level from 2% to 
10%. These findings contribute to the assumption that the high levels of obesity 
found is affecting the glucose metabolism, maybe already damaging the endothelial 
cells with increase of the intima media and increasing the risk of future 
cardiovascular disease as well as type 2 diabetes (48, 216, 217). However others 
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report central obesity itself as predicting intima media thickening (218). The 
correlation found between fat mass and insulin support how these variables are 
associated in these individuals. At this time, no one had a fasting glucose level 
regarded as pre-diabetes as adolescents supported by Lin et al who report impaired 
fasting glucose in 0.3% of this age group in a large sample with ID (124). 
 
The value of measuring HOMA-IR instead of only insulin is subject to debate but 
one big concern is the diverse methods used (219-221). However levels of HOMA-
IR in the non-ID group, with normal BMI levels according age, were consistent 
with earlier reports measured in the same way (222, 223). The suggestion is to yield 
valuable data when the variable has been logaritmed, as we did, and use this on a 
healthy population, in accordance with how it was carried out in this work (224). 
The result suggests a difference between the sexes described by others with females 
having higher levels, both measured as insulin and HOMA-IR (219). However there 
were no sex differences in HOMA-IR above the cut off. 
 
Blood pressure mainly did not differ between the ID and non-ID groups but the 
group with IDs level had a trend with higher levels for all measures. Lin et al report 
12% with hypertension and elevated triglycerides higher compared to the general 
population in the same age group (124). However it is difficult to know if these 
groups are comparable such as those from data being taken from medical records.  
 
Levels of most measured cardiometabolic risk factors in this work in the group 
without ID are in agreement with earlier Swedish studies on adolescents with the 
group with ID being deviant with mostly more unhealthy levels (210, 211). This 
suggests the control group is representative for comparison. 
 
5.2.2.1 Differences in DS 
Individuals with DS were shorter and had lower blood pressure consistent with 
earlier reports compared to the rest of the group with ID (153, 158, 162). One 
additional difference was that fat mass percent did not at all correlate with insulin 
levels in contrast to both the ID and non-ID group. The reason for this might be 
something concerning the DS group specific atherogenic profile, but this was a 
small group and needs to be investigated further. In a recent study on variables 
associated with intima media thickness in individuals with and without DS insulin 
was an associating variable in the group without DS and in DS instead there were 
high triglycerides and high Hs-CRP (141). 
 
5.2.3 Bone Mass and Lean Body Mass 
Males with an ID had both lower bone mass and lean body mass even when 
excluding DS (160, 163). Unfortunately I have not controlled for other diagnosis 
associated with low levels such as Klinefelter’s syndrome in this work (225). 
However, an increased prevalence of osteoporosis has been reported in a pair of 
studies carried out previously both in females and males with ID, both with and 
without including DS individuals (226, 227). Body size, pubertal stage, skeletal 
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maturation as well as ethnicity, gender and age but also genetic, hormonal and 
environmental factors affect bone mass levels leaving a lot of possible 
explanations for this result (228). The group with an ID was slightly older 
compared to the non-ID group so male individuals with ID would have had 
slightly higher levels compared to non-ID. Only 90% of peak bone mass is 
expected to be reached at the age of 18 thus would be regarded as under growth in 
a wider sense > 20 years of age (228). The low level of cardiovascular fitness and 
high levels of obesity in the group with ID might be the primary reason. However, 
as these participants are not controlled for medication nor diagnosed it is hard to 
interpret data (229). Other suggestions for low bone mass in individuals with ID 
have been insufficient intake of vitamin D (230). This work included a 
questionnaire with questions concerning food habits from the beginning, however 
not at a level which made it possible to estimate vitamin D levels. This 
questionnaire was never analysed due to difficulties with the validity of the 
answers a recurrent problem in research on this target group (231). 
 
Males in both groups had higher levels of lean body mass and bone mass consistent 
with natural differences between sexes. There is a strong relationship between lean 
body mass and bone mass content (62). Lean body mass peak about two years 
earlier than bone mass content and this happens at the age of 15 to 17 in boys and 
for girls earlier (62). Muscle mass and bone mass usually continue to increase in 
males during the transition from adolescence to adulthood (62). There was a very 
low change in the group with ID from their already low levels compared to the non-
ID group and compared to normal development.  
 
5.2.3.1 Differences in DS 
It is known that individuals with DS have lower levels and one hypothesis for this 
has been growth hormone deficiency that includes short stature and low levels of 
lean body mass. This was recently studied in 10 adult individuals with DS but they 
showed normal GH secretion compared to an age-matched control group (153).  
 
5.3 CHANGE OVER TIME 
5.3.1 Overweight and Obesity 
The prevalence of obesity had more than doubled over five years for this thesis 
group with ID which makes you wonder where it will end. This prevalence of 
obesity is higher than what is reported for the general population in the US today, 
which I think is a comparison that clarifies the level presented (37). The US is one 
of few countries that have some kind of population data including people with an 
ID and thus some data on changes in weight over the decades (109, 113, 131). In 
the US National Health Interview Survey between 1985 and 2000, households were 
interviewed once a year including all family members who were not 
institutionalised. They report higher levels of obesity in people with an ID 
compared to the general population and that this difference increases with time. In 
1985, the difference in the prevalence of obesity was eight percentage points (ID 
19% vs non-ID 11%) and in 2000 14% (ID 35% vs non-ID 21%). This supports the 
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theory that the environment is important (113). In this thesis, the difference at 
follow-up was 28% (ID 35% vs non-ID 7%). Swedish data has reported stabilising 
trends in obesity in the general population but with the exception perhaps of the 
total population and this I think has to be considered when trying to understand this 
result (212-214). 
 
Will obesity levels increase in our Swedish population with an ID in the same way 
as in the US? There is, to my knowledge, no published study on obesity levels for a 
similar older adult group as the one studied in this thesis and because of the lack of 
Swedish studies, baseline data from an ongoing study (Bergström et al, unpublished 
data with great thanks to the authors) is worth mentioning. This is a similar but 
older sample to mine, recruited from the same county, thus an urban area, including 
individuals with mild/moderate ID (n = 130), 57% females, 84% born in Sweden, 
individuals with DS included and ambulatory but with 15% having a minor physical 
disability. Their sample had a mean age of 37.8 (SD 10.8) range 20-66 and a mean 
BMI of 29.2 (SD 7.1) with females 30.7 (SE 0.90) being heavier compared to males 
27.4 (SE 0.79). They report 43% with obesity and 27% as being overweight. 
However, this sample does not include those with a mild ID who after school, 
survive on their own without support from such as group housing or service housing 
and who might be the largest group at risk (208). This level of independency in 
several studies has been associated with obesity and those excluded in Bergströms 
et al’s sample are probably the most independent in the group with mild/moderate 
ID (110, 111). However, this indicates an increase by age in our population with ID 
suggested by others and the increase or decrease over the decades is impossible to 
know (129, 232, 233). There is an ongoing discussion as to whether the 
obesogenetic societies we live in today, with so many opportunities for food intake 
and sedentary leisure time, have affected those susceptible. That the increase in 
obesity is levelling off results from the fact that those in the populations who are 
predisposed to being overweight have become overweight and the remaining people 
are resistant to excessive adiposity (213). One may wonder if the population with 
ID has reached this level yet, which to some extent must be dependent on the 
inclusion process in municipalities. Beyond a high prevalence of obesity, 
measurements of waist circumference and abdominal fat mass percent have 
increased, causing a further risk of impact on cardiometabolic health. 
 
5.3.1.1 Difference Between Sexes 
Almost twice as many females with ID were obese at the baseline compared to 
males, however five years later, more male individuals were obese (36% vs 33%) 
and if looking at abdominal adiposity levels measured by DXA male individuals 
had increased the percentage of fat mass trunk from 25 to 33 percent and reduced 
the natural difference between males and females to non-significant. When 
measuring the ratio of android and gynoid fat mass, where males by nature more 
commonly have a more android body composition, males with an ID now had a 
ratio > 1 thus more of the unhealthy located android fat mass associated with 
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increased insulin resistance and an elevated cardiovascular disease risk (234). This 
pattern of obesity relating to age and sex needs to be studied further. 
 
5.3.1.2 The Group Without an ID 
The level of increase in BMI in the total non-ID group is consistent with another 
recently published study on the same age group in the European Youth Heart Study 
(235). However, the increase in adiposity was only in the non-ID-p group when 
separating the group without ID. Half of the individuals from previous practical 
high school education were overweight or obese, despite the fact that, in the follow-
up study, participants from the non-ID-p group who agreed to participate were 
healthier according to most measured variables compared to those not participating. 
This development is consistent with the public health authorities’ latest reports on 
social determinants effect on cardiovascular health (99, 106) and in a recent report 
measurable  among children (107). 
 
5.3.2 Other Cardiometabolic Risk Factors 
The increase in fat mass together with the increased insulin resistance in the ID 
group with these two variables correlating strongly, suggests an elevated risk for 
future cardiovascular disease and type 2 diabetes (79, 217). There was no 
correlation between fat mass and insulin levels in the non-ID group and with a 
much weaker correlation at the baseline in both groups. This might be explained by 
the non-ID groups higher cardiovascular fitness levels as the cardiovascular fitness 
is negatively associated with HDL-C (236) and HDL-C has a large impact on the 
glucose metabolism. However there were no differences in mean HDL-C levels 
between groups and physical activity level was not analysed. When looking at 
HDL-C using the metabolic syndromes’ cut off, 35% in the group with ID had a 
low HDL-C compared to 20% in the non-ID group. 
 
Autocorier (2009) found a strong correlation in obese adolescents between A/G 
ratio and insulin resistance measured with HOMA-IR but I did not(234). Instead 
A/G ratio was positively correlated with Hs-CRP levels (r 0.559, p = 0.013) and 
negatively with HDL-C (r -0.514, p = 0.024) in the ID group, not in non-ID.  
 
It was the two groups that increased their abdominal adiposity most during 
transition to adulthood, males in the ID group and the non-ID-p group, which had 
highest levels of Hs-CRP. Unfortunately this was not measured at the baseline thus 
impossible to evaluate any change. 
Generally, there were levels in the non-ID group for cardiometabolic risk factors in 
accordance with Swedish population data on adults (237). 
 
5.3.3 Bone Mass and Lean Body Mass 
The lower bone and lean mass levels at the baseline in the group with ID had not 
improved at follow-up. One reason for this could be the high levels of obesity. Bone 
mass is dependent on hormones associated with fat mass for its development with 
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adiponectin negatively associated with fat mass and leptin and insulin positively 
associated (67). 
 
A question that should be asked is if there is a higher prevalence of osteoporosis in 
this population in Sweden? This work’s presented data with a high prevalence of 
obesity, low levels of lean and bone mass and low levels of cardiovascular fitness 
reveals the danger of premature osteoporosis becomes tangible. Recently low levels 
of volumetric bone mass have shown an association with obesity at the same time 
as a positive association with bone size and this was adjusted for lean body mass 
(67).  
 
Certain medication is associated with lower bone mass as mentioned earlier. This 
was asked for at follow-up and being on medication showed an association with 
lower bone mass measured as a BMD z-score and both medications that were 
included in the medication variable are known to be associated with affected bone 
mass (227). In addition certain diagnoses, not only DS, are associated with 
abnormal levels such as thyroid hormone, growth hormone and testosterone which 
in turn might affect bone mass (153, 225). Also the low levels of cardiovascular 
fitness together with 35% having a low HDL-C are both variables associated with 
low bone mass (238). All this together raises the need to look for a possible 
increase in premature osteoporosis in people with an ID. 
 
5.4 CLUSTERING OF THE RISK FACTORS 
It appears that females with an ID are obese and with an increasing insulin 
resistance while males with an ID are obese with a more android located fat mass, 
together with higher triglycerides and Hs-CRP levels. In addition males with an ID 
have low levels of bone and lean body mass. Both females and male with an ID 
have very low cardiovascular fitness. This most certainly positions them at high risk 
as risk factors obtained during adolescence are suggested to predict subclinical 
artheroclerosis in adulthood (217, 239). 
 
5.4.1 Metabolic Syndrome 
Twenty-two percent, had developed the metabolic syndrome in the group with an 
ID and this is comparable to prevalence reported in middle age Swedes (240, 241). 
Despite that 69% of the females with an ID had a WC above the cut off compared 
with 31% of males, all but one of those who developed the metabolic syndrome 
were males. This agrees well with the fact that males with an ID had a high A/G 
ratio and the suggestion that this increases the risk for cardiometabolic disease but is 
somewhat surprising with the much higher prevalence of an increased waist among 
females. The fact that more male individuals developed the metabolic syndrome 
reflects reports from the general population (240, 241). Levels of the different risk 
factors were consistent except that more people in these older groups had developed 
high blood pressure and high triglyceride levels (240).  
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In older studies, published two decades ago, prevalence of cardiometabolic risk 
factors and the metabolic syndrome among older adults with ID  do not report any 
differences compared to the general population (118, 242). One explanation could 
be the more protected living circumstances for adults with ID living at institutions. 
This is in agreement with reports from individuals with ID who today are 
institutionalised (243). Draheim et. al presented levels of cardiometabolic risk 
factors in adult groups with ID living more independently and they showed higher 
levels of cardiometabolic risk factors compared to the general population, consistent 
with the finding in this thesis (114, 158). A recent study on the aging (> 50) Dutch 
population with ID reported obesity in 26% which is higher compared to the general 
population (117) 
 
5.4.2 Continuous Aggregated Cardiometabolic Risk Score 
Another way to look at the clustering of different variables predicting 
cardiometabolic disease is to look at the different variables on their continuous 
level, make a z-score and compare each individual’s score against its group as 
previously suggested (202). When the result is presented in this way, both the group 
with ID and the non-ID group from practical education had increased their risk 
scores between the baseline and follow-up. The step wise pattern between the group 
with ID, the non-ID from practical high school educations and the non-ID from 
theoretical educations could indicate that the difference reflect an association with 
social determinants and not only the fact that one group has an ID. The risk score 
for 2004 respectively 2009 suggests that the group from practical education had 
decreased their risk score but this is just a result of that those with less risk score 
were the ones participating in the follow-up study. 
 
5.4.3 Cardiovascular Fitness  
This thesis reports poor cardiovascular fitness in both female and male individuals 
with ID regardless if measured with or without fat mass or in absolute or relative 
terms. This is consistent with several studies on this target group in similar age (85, 
244-246) but there are contrasting results (247).   
There was no difference between females and males with ID at follow-up, thus the 
natural higher fitness level in the male group was not there. This is in agreement 
with the high prevalence of the metabolic syndrome in males with ID. The group 
with an ID with a mean of 30 ml/kg/min in females and males 31.2 ml/kg/min 
indicates that individuals with ID have a very low fitness (90). Compared to a 
healthy sample from the general population (mean age 42) estimated for 
cardiovascular fitness with the same test had levels for females of 34 ml/kg/min and 
males 35.2 ml/kg/min (248). Again, these young individuals with ID are 
comparable to levels in the middle-age Swedish general population.  
 
There are studies presenting data on interventions that has increased CVF in 
adolescents with an ID however most have not succeeded and the reasons for these 
are probably plenty (249). There are studies reporting on several factors that need to 
be considered for a successful intervention (186, 250-254). Specific effort must 
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perhaps be made in terms of motivation (254). One way to do this could maybe be 
to measure heart rate during training which could fulfil two purposes; one that the 
training is with sufficient intensity the other that it could maybe be used as a 
“hands-on” tool to explain the level of effort the training requires. During the fitness 
testes, we noticed that several of the participants were unfamiliar with the level of 
exertion that the sub-maximal test required.  
 
It is discussed whether there are physiological differences in people with an ID that 
hinder them reaching cardiovascular fitness levels comparable to the general 
population. Van de Vliet with colleagues examined the physical fitness profile of 
high-performance athletes with an ID and compared to population data but also to 
age-matched physical education students. They found similar or lower levels in 
several physical fitness measures but then it was cardio ascular fitness and muscle 
strength the group with ID had lower levels (255). 
 
The association between level of ID and motor coordination has been discussed but 
with contradictory results (244, 256). Adolescents with ID have been found that in 
general score lower compared to age matched controls in balance and muscle 
performance tests (206). Maybe there are difficulties for children with ID to be 
physical active without adapted support understanding their specific difficulties. 
 
Individuals from former practical education had lower cardiovascular fitness 
compared to those from theoretical programmes. Similar results are reported 15 
years ago (257) and it is also reported that students on practical programmes are less 
physical active compared to those on theoretical programmes (258).  
 
The strong association between physical activity and cardiovascular fitness to 
cardiovascular health, maybe independent each other, and of obesity, speaks in 
favour of more physical activity options for persons with ID (79, 259-261).  
 
5.5 WHY THIS HIGH ADIPOSITY PREVALENCE? 
What can the cause for the increased adiposity among ID individuals be? All 
individuals in this thesis represent otherwise healthy adolescents with an ID as 
recruited from schools and not from a clinical setting which maybe could have 
resulted in a skewed sample such as presented by others (208, 209). Reasons for the 
difference in adiposity levels between adolescents with and without ID probably 
originate from many different sources. This thesis presents very low levels of 
cardiovascular fitness together with low levels of muscle mass in the group with ID 
which probably is one contributing factor for this difference. Several studies have 
reported adults with ID being sedentary and having unhealthy eating habits (115, 
262-265). However, there might also be a difference between ID and non-ID groups 
in heredity. The large heredity factor of being obese of up to 70% with two obese 
parents might be different distributed between groups (43, 46). Children with an ID 
might have been more exposed to unfavourable pre and post natal conditions (40, 
266) or because of their ID be at increased risk to epigenetic effects from unhealthy 
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living habits, perhaps at particularly bad time points (40, 267). Difference in 
prevalence of obesity in children with an ID compared to children in general has 
been reported from as early as three years olds (129). Children and adolescents with 
an ID may live under more unfortunately socioeconomic circumstances suggested 
by some (268-270). Another cause could be that the lower IQ level results in 
specific difficulties in today’s society (271). 
 
The disability ID itself, with cognitive problems such as waiting for things, 
planning to do something later in time or perhaps central capacity, to be able to 
motivate oneself and keep motivated might be one additional explanation (186, 
254). Most genetic abnormalities associated with obesity are found in genes 
expressed in the CNS. Thus, the underlying disease that causes ID may also 
increase the risk to become obese. I think all these factors contribute to the 
difference found. However, and most important to stress, is that our intervention 
which is discussed in detail below shows that these individuals with ID, with a 
minor support from society can markedly reduce their cardiometabolic risk factors. 
This indicates that the differences between individuals with and without ID 
primarily are due to the fact that adolescents with ID are more vulnerable in an 
obesogenic society.   
 
5.6 SCHOOL INTERVENTION  
Changes solely in the school environment might contribute to a reduction of 
cardiometabolic risk factors and preserve cardiovascular fitness in adolescents with 
ID, giving schools an important opportunity. Those students that finished school 
after two years of intervention had a mean BMI of 20.5, no one was obese and with 
a small increase in bone and muscle mass however this was not at a significant 
level. Only 11% had any cardiometabolic risk factor when finishing upper 
secondary school compared to 64% in the comparison group. 
 
What in the “whole of school” intervention that might have contributed to the 
promising results is uncertain. Maybe the increased scheduled physical activity that 
enabled students to achieve recommended levels of physical activity as primary 
suggested by others (188, 189). Getting the physical activity at school might be 
even more important for adolescents with ID according a recent Swedish report, 
reporting that adolescents with ID in high school were less physical active during 
leisure time compared to adolescents in general (272). However, the increased 
physical activity needs to be thought about. Students with an ID have been reported 
being less physical active during physical education at school compared to peers 
from several reasons such as loosing 50% of the time waiting , unqualified teachers, 
unwritten policies hindering physical activity (273, 274). The intervention school 
had well suited teachers. The increased scheduled physical activity in the 
intervention school was applied by the complementary health educator. Regarding 
the low levels of muscle and bone mass reported in this thesis together with reports 
on increased risk for fractures reported for people with ID, schools probably have a 
great opportunity to do good (75, 227).  
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We could not measure any increase in cardiovascular fitness and this may be 
explained by too low intensity in the exercise. The intervention only added hours 
with physical activity without guidelines governing the intensity of the physical 
activity. However we don’t know if the physical activity increased. It is a well-
known fact that physical activity is difficult to improve, both in the Bunkeflo 
project and STOPP (187), both projects focused on children without ID and failed 
to do so despite scheduled physical activity. However other benefits could be seen 
as increased motor skills  and school performance (275) but were not measured in 
thesis. 
 
Other possible beneficial factors could be the removal of unhealthy choices as 
sodas, candy, ice cream and bakeries as in the STOPP project (187). In addition the 
“hands-on” education with the special plate discussed below, the school trips with 
practical experience in the right context or all peers and personnel serving as role 
models during all school hours probably contribute as important factors.  The 
context is suggested to be important for people with ID (276) as well as the 
interventions being comprehensive (277). Parents of children with an ID who are 
overweight are suggested to be less aware of themselves being an important role 
model for their child compared to other parents (278).  The present school 
intervention was applied to all, personnel and students, making adults role models 
in that specific context such as with “no cookie to the coffee” for the personnel 
either. For many adolescents with an ID, school is the place where they meet friends 
and important others, and they usually spend the whole day at school through all of 
their school years with the bylaw rights to after school care before and after the 
school day (5). This means a lot of hours influenced by the living habits available at 
their school. In addition school interventions have been suggested to be more 
beneficial for more disadvantaged children such as this target (179, 187). 
 
Maybe the intervention effect came from the increase of fruit and vegetables at 
school (183, 187). Individuals with an ID often appear to feel comfort within 
familiar habits and changing habits when already established is difficult (279) thus 
school years are important shaping habits for adult life.  
 
5.6.1 The Special Plate  
The special plate aimed to clarify proportions, support the memory and increase 
food awareness beyond the increase the vegetable intake. The result suggests that a 
greater awareness was achieved concerning food and food intake. The intervention 
group had fewer leftovers and more were satisfied with one serving.  They also 
choose food lower in fat and with more carbohydrates which might result from a 
greater awareness but this need to be studied further. 
The overriding result from the observational occasions was the rich vegetable intake 
among most of the participants (88%) regardless of being the intervention or control 
group. A possible reason for this positive observation is the situation and 
environment that were present. Earlier research has suggested that adolescents most 
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often choose food either according to taste and convenience or based on situational 
limitations and for individuals with less preference for vegetables more abilities 
might be needed (280, 281). The occasion was designed to be different from their 
usual school lunch pattern for both intervention and control participants, with all 
bowls being the same size and everything placed in an unusual order. More than 
half of the bowls were with vegetables which is an unusual large proportion which 
might have increased the ability to choose vegetables (280). To increase the 
availabilities is one way to facilitate healthier choices at school (281). 
 
Another reason for the rich vegetable intake could be the place in the serving line 
the different food groups had. One hypothesis could be that because the meat balls 
were first in line and if they were the most desirable maybe there was time to 
consider other food groups after having conquered them. Thus, this is the opposite 
to what usually, but not scientifically based, is suggested, i.e., that vegetables 
should be served first. This might be what contributed to both the participants’ 
healthier choices at the evaluation of the plate and the intervention groups stalled 
weight gain. The special plate was discussed repeatedly during the school years, 
both at the beginning of every new semester according to the intervention but there 
were also indications of spontaneous occasion as both personnel and students ate 
daily on the plate. It is likely that many students knew what a healthy choice was 
but needed support to make that healthy choice (281). The school intervention 
included guidelines recommending one serving for lunch and if more food was 
wanted, vegetables were suggested. This might be the reason for those choosing one 
portion. We found that none of those satisfied with one serving exceeded the 
recommended amount for lunch, although some of these servings were overfilled. 
This supports the one portion rule as suggested by others (282). 
 
The food taking behaviour was unambiguously perceived as the students being 
much aware of their choices during the observed lunch, both the intervention and 
control groups. No one took from both bowls with the same content. Many of the 
participants talked loudly as for remembering rules given to them earlier as “eight 
meatballs – I take eight meatballs” and several started at different places passing the 
first bowl but coming back to it later. Earlier research has shown the possibility to 
change food habits at school by introducing new food as well as increasing 
information around the food (283, 284). 
 
Sweden together with Finland is one of few countries that have a history of 
municipally funded hot school lunch at all schools (281). The special plate in the 
lunch canteen has probably increased the students awareness of that there are 
different food groups and that it is healthy to include them all on the plate. Every 
school meal is an educational opportunity and with the large advantage to reach all 
children it should not be missed from a health promotion perspective. Frequently 
repeated health education is probably more important for adolescents with ID than 
for non-ID and more simple educational tools such as the “plate-model” plate 
should be developed and tested. 
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5.7 PUBLIC HEALTH AND SCHOOL 
This group of young people needs a higher awareness from the society. The group 
with ID does fulfill many of the criteria’s to accommodate to the part of the 
population with a low socioeconomic position. They have a low level of education, 
material hardship as adults are scarce depending on the comparatively low income 
from the social insurance system and usually they do have few opportunities to 
advance on the labor market. All this qualify this group to belong to the high risk 
group for cardiovascular diseases that are associated with social determinants (106). 
Two fields that public health rises are the low vegetable intake and low levels of 
physical activity. The results in this thesis indicate that these are areas that can be 
altered in the school environment. The cause of the high cardiovascular disease risk 
is most probably that an obesogenic environment is more difficult to handle for 
individuals with an ID as discussed before.  
 
Regarding the elevated risk for premature cardiovascular disease in the population 
with ID that this work suggest raises the question whether or not the health care 
system is aware. A recent report from Taiwan report an association with the 
appearance of nurses and supporting health environments with healthier levels in 
cardiometabolic risk factors in their institutions (285). In the UK the specialised 
disability nurse has been kept through community integration of people with ID and 
this is a likely reason for many published studies on health and health care (233, 
286). In Europe except the UK the Netherlands is one of few countries that looked 
at cardiometabolic health for the population with ID (116, 287, 288) and the reason 
for that is probably them being the only country in the world with a professorship in 
medicine for the intellectual disabled. 
 
5.8 DISCUSSION OF METHOD 

5.8.1 Recruitment of Participants With ID 

Research on people with ID is made on a broad area of themes and between 1000 
and 2000 articles have been published each year during the last three decades; 
however only a small percentage of these areon physical health, physical activity or 
health promotion (289). Recruitment of participants with ID to research is 
challenging as research per se is based on voluntarily participation. Many studies 
have small samples. Trustees, personnel and parents sometimes act as gate keepers 
to protect individuals from participating in research or consider it too time 
consuming (290). There are no established best practices today but a personal 
recruitment strategy similar to what was carried out for the studies in this thesis 
work is suggested to yield best results, but this needs to develop (291, 292). 
 
Recruitment to the base line study was easy as it was a convenience sample and I 
was familiar to the participants. A control group to the school intervention turned 
out to be impossible to achieve maybe due to gate keepers. Several participants with 
ID were lost to the follow-up study because of time constraints of personnel. 
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5.8.2 Measurements 

The decrease in blood pressure reported at follow-up together with the deterioration 
in other measures makes the measurement passable. The procedure was equal at the 
different measures. The device is checked on with no faulty found. It is a manual 
device and all measures have been made by the presenting author. One explanation 
could be the “white coat syndrome” but not likely. Another explanation could be 
that they were all in the final of upper secondary school years.  
 
DXA measures were without controlling for the participants bladders being empty, 
nor for physical activity at the day of measuring and or for when last eating. This 
might have affected the result. However this concerns both the ID and the non-ID 
group. 
 
Anthropometric measures as well as blood pressure were only measured once at 
base line. It is preferable to measure several times which was carried out in Paper II 
and III using the mean of the two closest. This in particularly when measuring WC 
(293). 
 
Biochemistry did not include HDL-C and Hs-CRP at the baseline, resulting in no 
possibility to measure change. 
 
For the measure of cardiovascular fitness the sub-maximal Åstrand test was chosen 
because it is a test with a minimimum of performance and thus could minimise 
differences between groups. This despite other submaximal tests are validated for 
and used on people with ID such as six minutes walk test, shuttle run test and 
treadmill test. Two recent studies have shown a positive association between IQ and 
performance in physical fitness tests (87, 294). This strengthens our wish to choose 
a test with a minimum of performance. Thus we used a submax bicycle test. This 
test is the same to use for a person who is professional in biking as one who does 
not usually bike. Another reason for choosing that test was the expectation that 
participants with ID might be more overweight compared to participants without 
ID. The bicycle test reduces that effect since the participants do not need to carry 
their weight. We used a bicycle that was speed independent which made it a lot 
more simple for the participants to keep up pedalling which been mentioned as a 
problem with tests on bicycle (84). 
 
We used the equation for estimating maximum heart rate suggested by Fernhall 
(205) and used by others (189). The participants in this work differed in mean 
steady state heart rate between groups consistent with those reported by Fernhall. 
This difference was not significant at follow-up between ID without DS and non-ID 
but probably depending on the smaller group. According Fernhall, in particular at 
group level, this equation is valid to use. 
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Generally the bike test worked out very well. Most participants easily pedalled up to 
steady state level in heart rate and went on pedalling until the test was finished. 
There were however some disadvantages. The group with ID had more often a heart 
rate that was beyond or above the levels for heart rate in the table, 120 -170 which 
is the range used for estimation of VO2 max in the Åstrand test. This concerned 
primarily participants with an ID of whom most had too low a heart rate. Data could 
not be included for a few individuals, most of them with DS (all with ID). The 
reason was fatigue or because of levels in heart rate and/or watt impossible to 
combine in the nomogram. 
 
At the first cardiovascular fitness test the Borg scale was used for perceived 
exertion (RPE) in the legs and chest. However, it was to complicated for the 
participants with ID to concentrate and decide what level to choose so it was 
removed. It was probably too abstract and the participants preferably choose very 
high or very low levels or as it seemed randomly. 
 
Physical activity level was measured with an accelerometer in sub-study II; 
however this data has not yet been analysed and is not included in this thesis work. 
In sub-study I a questionnaire was included with questions concerning food habits, 
leisure time activities, friends and physical activity habits. Because of doubts over 
the group with ID’s understanding of the questions the results were withdrawn from 
this study. 
 
5.8.3 School Intervention 

The school intervention was implemented according to the plan, however more than 
one year delayed given that there were very few to evaluate the effect on. In 
addition the proposed control group retired resulting in a different design. It was 
unfortunate that the increased physical activity not was increased with a certain 
intensity level. This could be the reason for no measurable increase in 
cardiovascular fitness. The one hour a week in the gym that was included is not 
measured in muscle strength this would have been good to do.  
 
The observational situation used to measure content on the plate and behaviour was 
conjunct with several problems. In the design we had a control group with 
participants without ID but we failed with the recruitment. This resulted in no 
opportunity to control for a different behaviour in a group without ID. We should 
have measured the intervention group once before introducing the special plate. We 
included the questionnaire concerning the participants’ experience being observed 
at the last occasion which would have been good to use on all occasions. We 
needed to validate our estimations from photos and films and at the last occasion we 
added weighing the plates with and without food at the same time as the photo was 
taken. The instructions that we gave before the lunch to the participants were “eat 
whatever and as much as you want” which might have increased their intake. 
Instead we should have said “eat as you usually do” (295). This might have affected 
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their food intake. Replicated occasions would have perhaps given another result 
(282) and given the opportunity to place the food bowls in different order to control 
for that side effect as well as measure if the behaviour differed between occasions.  
 
The video-recording was totally essential to be able to estimate food content. A 
large amount of the portions were overfilled and food was placed on top. The 
analysis of food taking behaviour was valuable. The consciousness and for some, a 
loud conversion with themselves, before making a food choice, was only possible to 
detect from the film. We did not use a tripod for the camera which would have been 
better to gain an exact size of all plates. The template used to estimate the visual 
amount of vegetables on the plate (> 37.5%) worked well. When estimating the 
food content we used the Meal model book “Matmallen” (201) together with own 
pictures. This was time consuming but with an acceptable accuracy according to the 
validation both between dieticians and weighed portions.  
 
5.9 LIMITATIONS AND STRENGTHS 

This thesis work is on a small sample and might have given type-2 error and 
because of that lack to prove results. The follow-up study included only 34% of the 
total sample making it difficult to analyse and present sexes and the DS group 
separately. The same applies to the small sample in paper III. The school 
intervention was delayed and finally only one school year was possible to evaluate 
on giving a particularly small sample. The design could have been different. A 
randomised controlled trial design including several upper secondary schools and 
randomise some to intervention and some not. Or a similar control school without 
any intervention to compare against. Baseline data on the students at the 
intervention school before the plate was introduced and the observation study 
replicated. This would have strengthened the evidence of the results. In spite of 
these deficiencies the intervention has contributed to valuable insights. The strength 
of this thesis is that it has followed cardiometabolic health over five important years 
from adolescence to young adulthood in a group with ID together with a 
comparison group. It is also that data collection was made with objective methods.  
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5. CONCLUSIONS AND CLINICAL IMPLICATIONS 
• The prevalence of cardiometabolic risk factors and cardiovascular fitness 

was high in adolescents with mild/moderate ID. 
• Five years later the cardiometabolic risk factors had increased together with 

continuing low levels in cardiovascular fitness in young adults with ID. 
• The metabolic syndrome was developed in more than one fifth of the 

individuals with ID as young adults. 
•  Obesity was developed in 35% and impaired glucose tolerance was present 

in 20% in the individuals with ID as young adults. 
• Young adults from practical high school educations had an increase in 

cardiometabolic risk factors comparable with the group with ID but they did 
not reach the same level. Young adults from earlier theoretical education 
had low cardiometabolic risk. 

• Two years of school intervention aimed to induce healthy living habits for 
adolescents with ID resulted in a reduced increase in adiposity. This 
indicates that it is not the ID condition in itself but the effects ID has on the 
living conditions that cause the differences between individuals with and 
without ID. 

• A specially designed lunch plate with the proportions of food according to 
the Plate Model inlayed might facilitate healthier food choices. 
 

The difference in level and degree of cardiometabolic risk factors and the fully 
developed metabolic syndrome in this young group with ID compared to those 
without ID means an additional imposition on an already marginalised group. The 
results from the school intervention concerning physical activity and healthy food 
show that it is possible with limited but systematic actions by the society to at least 
delay the unwanted development in cardiometabolic risk factors. More research is 
needed on larger groups to confirm the results in this thesis. The individuals with ID 
require other pedagogic tools than non-ID adolescents to be able to adopt healthy 
living habits. Methods and materials for specifically developed for individuals with 
ID are needed both for use in schools and primary care. It is of utmost importance 
to enhance the awareness of the increased cardiometabolic risk in people with ID 
for parents, child health care, school health care systems, primary care and hospital 
care. Given that people with an ID themselves can learn the importance of healthy 
living habits and thereby in the next step as adults be able to make their own 
choices. 
 
Contributions from decision-makers would be to include people with ID in public 
health surveys and to include the specific needs of this group which constitute 
approximately 1% of our population in our health care system. This is one 
important step in our national goals toward “everybody’s right to an equal health”.  
 

 



 

 66 

6. ACKNOWLEDGEMENTS 

A late evening on a night train to the ski resort Duved in northern Sweden, I presented an 
idea how to foster healthy living habits for my students with ID to my best friends, Lotta 
Carlheim Müller and Marie Kierkegaard. This was twelve years ago. I showed them my 
plans to apply for money in order to introduce healthy living habits at my work. They said; 
this is enough for a dissertation! I laughed and thought what a strange way to respond.  
 
Marie Kierkegaard, you have all through this work been right ahead of me. You are already 
a PhD and you willingly shared that experience. I love you, and not least, I really do 
appreciate that you always tell the truth. 
 
A lot of people have supported me. A sincere thank you to Görel Bråkenhielm, former head 
of school doctors in Stockholm, and my mentor. You believed in my vision to achieve a 
pervasive change in living habits for young people with ID. You invited me to lunch in your 
home together with Professor Claude Marcus and the late Professor Ingemar Wedman. 
Claude and Ingemar shared and supported my ideas. This got me started and Claude 
suggested that I apply for the National Research School. This was like a dream to me, the 
opportunity to be able to research and investigate this urgent matter that I was so committed 
to.  
 
Professor Kyllike Christensson and Maria Müllerdorf thank you for signing up as 
supervisiors for me and Gunilla Malm as well, sadly only for a couple of years, but I am 
very grateful for that. Professor Elisabeth Fernell, you helped me with scientific expressions 
when writing my first application, thank you sincerely. Who could guess then, that I would 
reach this. 
 
Finally, the National School for Research accepted my application and despite my fears, 
both my research program and I were accepted and to all of you mentioned above, I am 
forever grateful. 
 
I also have to thank K-G Gustavsson, the principal and school leader at Lindeparken, the 
school where I was working as a school nurse and the place I wanted to make healthier with 
a hands-on approach. He has supported me from day one. I will say the same to many of 
you working at Lindeparken, as well as to all students who during all these years have been 
so very positive to my suggestions of change. And not the least, that you have all carried on 
with this work.  
 
October 18th 2012 was an especially important day for me. Lindeparken had prominent 
visitors from the highest level in society: the minister of social affairs Mr Göran Hägglund, 
the royal highness prince Daniel and, the director general Sarah Wamala from the Public 
Health Institute. Lindeparken had been chosen as an example of hands-on promotion of 
healthy living habits among young people in connection to the event “Måltidens dag”.  
 
This turned out to be a fantastic experience. We ate on the special Plate Model plate and all 
prominent visitors were impressed with the achievements of the school. My former 
colleagues expressed their satisfaction about the situation today compared to before.  
 



 

 67 

For a newcomer, the academic research world is a world of good and bad and not the least 
full of new unexpected experiences. I have noticed cases where an academic career changes 
people in a surprising way.  
 
But this has not been the case with my class mates at the National Research School. I have 
enjoyed being one of you. Some of you have become closer to me and my work. With Åsa 
Skjutar and Maria Harder I have had a connection to both Karolinska Institutet and 
Malardalen University. We had among other things several fantastic writing days on Väddö 
in the archipelago of Stockholm. Åsa, your pedagogical explanations made all the 
difference. I understood. Others are all of you that are part of the monthly lunches at KI in 
Solna, I sincerely hope that all of us can keep in touch. 
The same is the case with the research group at B62, current and previous, at Karolinska 
Institutet. I would never have been able to do this research without you. I thank all of you 
but I have to mention a few; Kerstin Ekbom, Pernilla Danielsson and Gisela Nyberg you are 
already PhD and in many ways you have been the proof that it is possible also for me. 
Emilia Hagman, your help with the thesis template, and staying up all night with me 
finishing it, I am so grateful. Maria Westerståhl and Örjan Ekblom you have been 
indispensable.  
 
Jan Kowalski our statistician with your fantastic pedagogical and humble approach. I am so 
grateful.  
 
To Claude, it is a favor to benefit from your expertise and guidance and vast knowledge. I 
would not have said no to more input based on your experience and ability to interpret and 
express scientific results in a sharp, simplified and at the same time humble way. 
 
To all the rest of you that I have gotten to know during these years, not mentioned here, I 
will sincerely say that you also mean a lot to me. Not least those of you whom I have met 
on all the interesting conferences around the world. When, or if you read this, although you 
are not mentioned, I want to thank you all for the inspiration and the opportunities for 
reflection you have given me. I am looking forward to a continuing friendship. 
 
A special thank you to my sister in law, Anneli Flygare Rydell. Your help with my written 
English, how can I ever thank you enough? Thank you. Relatives and all friends – thank 
you all for being at my side. Did you ever believe this? 
 
My family, Linn and Calle. I hope that I have been an example and a role model to you my 
daughter Linn, and that I have been able to prove that nothing is really impossible (in the 
worldly world). I believe in you more than you can imagine, and I love you most of all in 
this world.  
How can someone be as wonderful as Calle? There has not been a single day when he has 
gotten mad at me even though I, seven days a week year after year, have been caught up by 
my work. Most of the time only urgent matters outside the family could curb my 
enthusiasm and the intensity of my research. I will do my very best to change that now.  
 
This work has been supported by grants from primarily; Stockholm County Council Public 
Health Allowance; Säfstaholms stiftelse and the city of Stockholms Competence Fund. 

 



 

 68 

7. REFERENCES 
1. Tossebro J, Bonfils IS, Teittinen A, Tideman M, Traustadottir R, Vesala HT, et al. 

Normalization Fifty Years Beyond Current Trends in the Nordic Countries. 2012; 2:134-146 
2. Nirje B. Normaliseringsprincipen. Lund: Studentlitteratur; 2003  
3. Ericsson K. From institutional life to community participation. Ideas and realities concerning 

support to persons with intellectual disabilities. Uppsala: Uppsala University; 2002 
4. Grunewald K. Mentally retarded children and young people in Sweden. Integration into society: 

the progress in the last decade. Acta Paediatr Scand Suppl. 1979; 275:75-84 
5. Lag (1993:387) om stöd och service till vissa funktionshindrade (Act concerning Support and 

Service for Persons with Certain Functional Impairments). Sweden1993 
6. Gillberg C, Soderstrom H. Learning disability. Lancet. 2003; 362:811-21 
7. Gustavson KH. Prevalence and aetiology of congenital birth defects, infant mortality and 

mental retardation in Lahore, Pakistan: a prospective cohort study. Acta Paediatr. 2005; 94:769-
74 

8. World Health Organization S. Atlas: Global Resources for Persons with Intellectual Disabilities 
2007. Albany, NY, USA: World Health Organization; 2007 

9. Goodley D. Disability Studies An Interdisciplinary Introduction. New Dehli: SAGE 
Publications; 2011 

10. Gustavson KH, Umb-Carlsson O, Sonnander K. A follow-up study of mortality, health 
conditions and associated disabilities of people with intellectual disabilities in a Swedish 
county. J Intellect Disabil Res. 2005; 49:905-14 

11. Walsh PN, Kerr M, van Schrojenstein Lantman-de Valk HM. Health indicators for people with 
intellectual disabilities: a European perspective. Eur J Public Health. 2003; 13:47-50 

12. Schalock RL. The evolving understanding of the construct of intellectual disability. J Intellect 
Dev Disabil. 2011; 36:223-33 

13. Harris JC. Intellectual Disability : Understanding Its Development, Causes, Classification, 
Evaluation, and Treatment. Cary, NC, USA: Oxford University Press, USA; 2005 

14. Odom S, L, Horner H, H, Snell M, E, Blacher J. Handbook of developmental disabilities. New 
York: The Guilford Press; 2009 

15. von Heijne M. Fokusrapport. Vuxna personer med utvecklingsstörning och deras behov av 
hälso- och sjukvård. In: Council SSC, editor Medicinskt programarbete. Stockholm 2009. 
(cited; 20121212 Available from: 
http://www1.psykiatristod.se/Global/Psykiatristod/Bilagor/utvecklingsstorning/FR_Vuxna_pers
oner_med_utvecklingsstorning_och_deras_behov_av_halso-_och_sjukvard.pdf) 

16. FUB, The Swedish National Association for Persons with Intellectual Disability (cited; 
20121212 Available from: http://www.fub.se/english/) 

17. WHO, Organization. The ICD-10 classification of mental and behavioural disorders. Clinical 
descriptions and diagnostic guidelines. Geneva: World Health Organization; 1992 

18. WHO. Internationell statistisk klassifikation av sjukdomar och relaterade hälsoproblem – 
Systematisk förteckning (ICD-10-SE). 2011;  

19. American Psychiatric Association. Diagnostic and Statistical Manual of Mental Disorder. 4th 
edn. Text Revision. 4 ed. Washington DC: APA; 2000 

20. American Psychiatric Association (APA) DSM-5 Development (cited; 20121212 Available 
from: http://www.dsm5.org) 

21. Intellectual disability: Definition, classification, and systems of supports (11th ed. of AAIDD 
definition manual). Washington, DC US: American Association on Intellectual and 
Developmental Disabilities; 2010 

22. World Health Organization. International Classification of Functioning, Disability and Health 
(ICF). 2001 

23. Stevenson RE, Procopio-Allen AM, Schroer RJ, Collins JS. Genetic syndromes among 
individuals with mental retardation. Am J Med Genet A. 2003; 123A:29-32 

24. Wincent J. Genetic studies of neurodevelopmental disorders. Stockholm: Karolinska Institutet; 
2012 

25. Van Esch H. The Fragile X premutation: new insights and clinical consequences. Eur J Med 
Genet. 2006; 49:1-8 

26. Heikura U. Intellectual disability in the northern Finland birth cohort 1986. Verve: University 
of Oulu; 2008 



 

 69 

27. Holmberg K, Brakenhielm G, Norrman B, Fernell E. [Children with mild mental retardation in 
the special schools. "Top of the iceberg"?]. Lakartidningen. 2005; 102:382-5 

28. Fernell E, Bremberg S. [Mild mental retardation is very seldom discovered at child health care 
centers. Diagnosed in every fifth child prior to the compulsory school attendance]. 
Lakartidningen. 1996; 93:2237-9 

29. Fernell E. Aetiological factors and prevalence of severe mental retardation in children in a 
Swedish municipality: the possible role of consanguinity. Dev Med Child Neurol. 1998; 
40:608-11 

30. Sonnander K, Claesson M. Classification, prevalence, prevention and rehabilitation of 
intellectual disability: an overview of research in the People's Republic of China. J Intellect 
Disabil Res. 1997; 41 ( Pt 2):180-92 

31. Ment Defic Res. 1981; 25:169-86 
32. Maulik PK, Mascarenhas MN, Mathers CD, Dua T, Saxena S. Prevalence of intellectual 

disability: a meta-analysis of population-based studies. Res Dev Disabil. 2011; 32:419-36 
33. Heikura U, Taanila A, Olsen P, Hartikainen AL, von Wendt L, Jarvelin MR. Temporal changes 

in incidence and prevalence of intellectual disability between two birth cohorts in Northern 
Finland. Am J Ment Retard. 2003; 108:19-31 

34. National Board of Health and Welfare. Official Statistics of Sweden, Statistics – Social 
Welfare, Persons with Certain Functional Impairments – measures specified by LSS 2011. 2012 

35. Statistics Sweden. Population statistics. 2012 
36. The Swedish National Agency for Education. Statistics. 2012 
37. Alwan A, Armstrong T, Cowan M, Riley L. Noncommunicable diseases country profiles 2011. 

2011 
38. National Board of Health and Welfare. National Guidelines for Methods of Preventing Disease. 

In: Affairs S, editor 2011 
39. Hellenius ML. [Healthy lifestyle protects the cardiovascular system. We know it!]. 

Lakartidningen. 2012; 109:1532-3 
40. Han J, Lawlor A, Kimm S. Childhood obesity. Lancet. 2010:1737-48 
41. Godfrey KM, Sheppard A, Gluckman PD, Lillycrop KA, Burdge GC, McLean C, et al. 

Epigenetic gene promoter methylation at birth is associated with child's later adiposity. 
Diabetes. 2011; 60:1528-34 

42. de Winter CF, Bastiaanse LP, Hilgenkamp TI, Evenhuis HM, Echteld MA. Overweight and 
obesity in older people with intellectual disability. Res Dev Disabil. 2012; 33:398-405 

43. Speliotes EK, Willer CJ, Berndt SI, Monda KL, Thorleifsson G, Jackson AU, et al. Association 
analyses of 249,796 individuals reveal 18 new loci associated with body mass index. Nat Genet. 
42:937-48 

44. Maffeis C. Aetiology of overweight and obesity in children and adolescents. Eur J Pediatr. 
2000; 159 Suppl 1:S35-44 

45. Lake JK, Power C, Cole TJ. Child to adult body mass index in the 1958 British birth cohort: 
associations with parental obesity. Arch Dis Child. 1997; 77:376-81 

46. Svensson V, Jacobsson JA, Fredriksson R, Danielsson P, Sobko T, Schioth HB, et al. 
Associations between severity of obesity in childhood and adolescence, obesity onset and 
parental BMI: a longitudinal cohort study. Int J Obes. 35:46-52 

47. Klok MD, Jakobsdottir S, Drent ML. The role of leptin and ghrelin in the regulation of food 
intake and body weight in humans: a review. Obes Rev. 2007; 8:21-34 

48. Grundy SM. Pre-diabetes, metabolic syndrome, and cardiovascular risk. J Am Coll Cardiol. 
2012; 59:635-43 

49. Ackermann RT, Cheng YJ, Williamson DF, Gregg EW. Identifying adults at high risk for 
diabetes and cardiovascular disease using hemoglobin A1c National Health and Nutrition 
Examination Survey 2005-2006. Am J Prev Med. 2011; 40:11-7 

50. Lewington S, Clarke R, Qizilbash N, Peto R, Collins R. Age-specific relevance of usual blood 
pressure to vascular mortality: a meta-analysis of individual data for one million adults in 61 
prospective studies. Lancet. 2002; 360:1903-13 

51. Alberti KG, Zimmet P, Shaw J. Metabolic syndrome--a new world-wide definition. A 
Consensus Statement from the International Diabetes Federation. Diabet Med. 2006; 23:469-80 

52. Alberti KG, Eckel RH, Grundy SM, Zimmet PZ, Cleeman JI, Donato KA, et al. Harmonizing 
the metabolic syndrome: a joint interim statement of the International Diabetes Federation Task 
Force on Epidemiology and Prevention; National Heart, Lung, and Blood Institute; American 
Heart Association; World Heart Federation; International Atherosclerosis Society; and 
International Association for the Study of Obesity. Circulation. 2009; 120:1640-5 



 

 70 

53. Eckel RH, Alberti KG, Grundy SM, Zimmet PZ. The metabolic syndrome. Lancet. 2010; 
375:181-3 

54. Zimmet P, Alberti G, Kaufman F, Tajima N, Silink M, Arslanian S, et al. The metabolic 
syndrome in children and adolescents. Lancet. 2007; 369:2059-61 

55. Zimmet P, Alberti KG, Kaufman F, Tajima N, Silink M, Arslanian S, et al. The metabolic 
syndrome in children and adolescents - an IDF consensus report. Pediatric diabetes. 2007; 
8:299-306 

56. Freitag MH, Vasan RS. What is normal blood pressure? Curr Opin Nephrol Hypertens. 2003; 
12:285-92 

57. ADA, Association AD. Diagnosis and classification of diabetes mellitus. Diabetes Care. 2008; 
31 Suppl 1:S55-60 

58. Olds TS. One million skinfolds: secular trends in the fatness of young people 1951-2004. Eur J 
Clin Nutr. 2009; 63:934-46 

59. Andreoli A, Scalzo G, Masala S, Tarantino U, Guglielmi G. Body composition assessment by 
dual-energy X-ray absorptiometry (DXA). La Radiologia medica. 2009; 114:286-300 

60. Buchholz AC, Bartok C, Schoeller DA. The validity of bioelectrical impedance models in 
clinical populations. Nutr Clin Pract. 2004; 19:433-46 

61. Hill AM, LaForgia J, Coates AM, Buckley JD, Howe PR. Estimating abdominal adipose tissue 
with DXA and anthropometry. Obesity (Silver Spring, Md. 2007; 15:504-10 

62. Ogle GD, Allen JR, Humphries IR, Lu PW, Briody JN, Morley K, et al. Body-composition 
assessment by dual-energy x-ray absorptiometry in subjects aged 4-26 y. Am J Clin Nutr. 1995; 
61:746-53 

63. Leonard MB, Shults J, Wilson BA, Tershakovec AM, Zemel BS. Obesity during childhood and 
adolescence augments bone mass and bone dimensions. Am J Clin Nutr. 2004; 80:514-23 

64. Cao JJ. Effects of obesity on bone metabolism. J Orthop Surg Res. 2011; 6:30 
65. Goulding A, Jones IE, Taylor RW, Manning PJ, Williams SM. More broken bones: a 4-year 

double cohort study of young girls with and without distal forearm fractures. J Bone Miner Res. 
2000; 15:2011-8 

66. Margolis KL, Ensrud KE, Schreiner PJ, Tabor HK. Body size and risk for clinical fractures in 
older women. Study of Osteoporotic Fractures Research Group. Ann Intern Med. 2000; 
133:123-7 

67. Cole ZA, Harvey NC, Kim M, Ntani G, Robinson SM, Inskip HM, et al. Increased fat mass is 
associated with increased bone size but reduced volumetric density in pre pubertal children. 
Bone. 2012; 50:562-7 

68. WHO. Preventing and managing the Global Epidemic of Obesity. Report of the World Health 
Organization Consultation of Obesity June 1997. 1997 

69. Cole TJ, Bellizzi MC, Flegal KM, Dietz WH. Establishing a standard definition for child 
overweight and obesity worldwide: international survey. BMJ. 2000; 320:1240-3 

70. Troiano RP, Flegal KM, Kuczmarski RJ, Campbell SM, Johnson CL. Overweight prevalence 
and trends for children and adolescents. The National Health and Nutrition Examination 
Surveys, 1963 to 1991. Arch Pediatr Adolesc Med. 1995; 149:1085-91 

71. Caspersen CJ, Powell KE, Christenson GM. Physical activity, exercise, and physical fitness: 
definitions and distinctions for health-related research. Public Health Rep. 1985; 100:126-31 

72. Howley ET. Type of activity: resistance, aerobic and leisure versus occupational physical 
activity. Med Sci Sports Exerc. 2001; 33:S364-9; discussion S419-20 

73. Blair SN, Kohl HW, 3rd, Paffenbarger RS, Jr., Clark DG, Cooper KH, Gibbons LW. Physical 
fitness and all-cause mortality. A prospective study of healthy men and women. JAMA. 1989; 
262:2395-401 

74. Anderssen SA, Cooper AR, Riddoch C, Sardinha LB, Harro M, Brage S, et al. Low 
cardiorespiratory fitness is a strong predictor for clustering of cardiovascular disease risk factors 
in children independent of country, age and sex. Eur J Cardiovasc Prev Rehabil. 2007; 14:526-
31 

75. Ortega FB, Ruiz JR, Castillo MJ, Sjostrom M. Physical fitness in childhood and adolescence: a 
powerful marker of health. Int J Obes. 2008; 32:1-11 

76. Ekelund U, Anderssen SA, Froberg K, Sardinha LB, Andersen LB, Brage S. Independent 
associations of physical activity and cardiorespiratory fitness with metabolic risk factors in 
children: the European youth heart study. Diabetologia. 2007; 50:1832-40 

77. Ruiz JR, Castro-Pinero J, Artero EG, Ortega FB, Sjostrom M, Suni J, et al. Predictive validity 
of health-related fitness in youth: a systematic review. Br J Sports Med. 2009; 43:909-23 



 

 71 

78. Carnethon MR, Gidding SS, Nehgme R, Sidney S, Jacobs DR, Jr., Liu K. Cardiorespiratory 
fitness in young adulthood and the development of cardiovascular disease risk factors. JAMA. 
2003; 290:3092-100 

79. Ferreira I, Twisk JW, van Mechelen W, Kemper HC, Stehouwer CD. Development of fatness, 
fitness, and lifestyle from adolescence to the age of 36 years: determinants of the metabolic 
syndrome in young adults: the amsterdam growth and health longitudinal study. Arch Intern 
Med. 2005; 165:42-8 

80. Steene-Johannessen J, Anderssen SA, Kolle E, Andersen LB. Low muscle fitness is associated 
with metabolic risk in youth. Med Sci Sports Exerc. 2009; 41:1361-7 

81. Wilmore JH, Costill DL, Kenney LK. Physiology of sports and exercise. 4 ed. Leeds: Human 
Kinectics; 2008 

82. ACSM, Medicine ACoS. Resource manual for guidelines for exercise testing and prescription. 
5 ed. Baltimore, MD: Lippincott williams & Wilkins; 2006 

83. Montgomery DL, Reid G, Koziris LP. Reliability and validity of three fitness tests for adults 
with mental handicaps. Can J Sport Sci. 1992; 17:309-15 

84. Pitetti KH, Rimmer JH, Fernhall B. Physical fitness and adults with mental retardation. An 
overview of current research and future directions. Sports Med. 1993; 16:23-56 

85. Fernhall B, Pitetti KH, Vukovich MD, Stubbs N, Hensen T, Winnick JP, et al. Validation of 
cardiovascular fitness field tests in children with mental retardation. Am J Ment Retard. 1998; 
102:602-12 

86. Draheim CC, Laurie NE, McCubbin JA, Perkins JL. Validity of a modified aerobic fitness test 
for adults with mental retardation. Med Sci Sports Exerc. 1999; 31:1849-54 

87. Elmahgoub SS, Van de Velde A, Peersman W, Cambier D, Calders P. Reproducibility, validity 
and predictors of six-minute walk test in overweight and obese adolescents with intellectual 
disability. Disabil Rehabil. 2012; 34:846-51 

88. Climstein M, Pitetti KH, Barrett PJ, Campbell KD. The accuracy of predicting treadmill 
VO2max for adults with mental retardation, with and without Down's syndrome, using ACSM 
gender- and activity-specific regression equations. J Intellect Disabil Res. 1993; 37 ( Pt 6):521-
31 

89. Åstrand P, Rhyming I. A nomogram for calculation of aerobic capacity (physical fitness) from 
pulse rate during sub-maximal work. Journal Appl Physiol. 1954:218-21 

90. Åstrand I. Aerobic work capacity in men and women with special reference to age. Acta 
Physiol Scand Suppl. 1960; 49:1 - 92 

91. Ekblom OB, Ekblom Bak EA, Ekblom BT. Cross-sectional trends in cardiovascular fitness in 
Swedish 16-year-olds between 1987 and 2007. Acta Paediatr. 2011; 100:565-569 

92. Woynarowska B. The validity of indirect estimations of maximal oxygen uptake in children 11-
12 years of age. Eur J Appl Physiol Occup Physiol. 1980; 43:19-23 

93. Ekblom-Bak E, Hellenius ML, Ekblom O, Engstrom LM, Ekblom B. Independent associations 
of physical activity and cardiovascular fitness with cardiovascular risk in adults. Eur J 
Cardiovasc Prev Rehabil. 2010; 17:175-80 

94. Ekblom B, Engstrom LM, Ekblom O. Secular trends of physical fitness in Swedish adults. 
Scand J Med Sci Sports. 2007; 17:267-73 

95. Bundschuh EL, Cureton KJ. Effect of bicycle ergometer conditioning on the physical work 
capacity of mentally retarded adolescents. Am Correct Ther J. 1982; 36:159-63 

96. Lavay B, Giese M, Bussen M, Dart S. Comparison of three measures of predictor VO2 
maximum test protocols of adults with mental retardation: a pilot study. Ment Retard. 1987; 
25:39-42 

97. Janlert U. Folkhälsovetenskapligt lexikon. Stockholm: Bokförlaget Natur & Kultur; 2000 
98. Roger VL. Lifestyle and cardiovascular health: individual and societal choices. JAMA. 2009; 

302:437-9 
99. Marmot M. Fair Society, healthy Lives. The Marmot Review. Executive Summary. Strategic 

Review of Health Inequalities in England post-2010; 2010 
100. Svenska lärdomar av Marmot-kommissionens rapport Closing the Gap. In: Health NAoP, editor 

2010 
101. World health Organisation (WHO) Global strategy on diet, physical activity and health. 2004 

(cited; 20121212 Available from: 
http://www.who.int/dietphysicalactivity/strategy/eb11344/strategy_english_web.pdf) 

102. National Food Administration and National Institute of Public Health. The action plan for 
healthy dietary habits and increased physical activity. Uppsala 2005. (cited; 20121212 
Available from:http://www.slv.se/upload/nfa/documents/food_nutrition/Theactionplan.pdf) 



 

 72 

103. Swedish National Institute of Public Health. Public health of the future – everyone’s 
responsibility. A summary of the Swedish Public Health. Policy Report 2010. Östersund 2011 

104. Brunner EJ, Marmot MG, Nanchahal K, Shipley MJ, Stansfeld SA, Juneja M, et al. Social 
inequality in coronary risk: central obesity and the metabolic syndrome. Evidence from the 
Whitehall II study. Diabetologia. 1997; 40:1341-9 

105. Hogstedt C, Moberg H, Lundgren B, Backhans M. Health for all? : Swedish National Institute 
of Public Health; 2008 

106. Swedish National Institute of Public Health. Levnadsvanor. Lägesrapport 2011. 2012 
107. Swedish National Institute of Public Health. Social health inequalities in Swedish children and 

adolescents – a systematic review, second edition. 2011 
108. Elovainio M, Ferrie JE, Singh-Manoux A, Shipley M, Batty GD, Head J, et al. Socioeconomic 

differences in cardiometabolic factors: social causation or health-related selection? Evidence 
from the Whitehall II Cohort Study, 1991-2004. Am J Epidemiol. 2011; 174:779-89 

109. Yamaki K. Body weight status among adults with intellectual disability in the community. 
Ment Retard. 2005; 43:1-10 

110. Bhaumik S, Watson JM, Thorp CF, Tyrer F, McGrother CW. Body mass index in adults with 
intellectual disability: distribution, associations and service implications: a population-based 
prevalence study. J Intellect Disabil Res. 2008; 52:287-98 

111. Emerson E. Underweight, obesity and exercise among adults with intellectual disabilities in 
supported accommodation in Northern England. J Intellect Disabil Res. 2005; 49:134-43 

112. Beange H, McElduff A, Baker W. Medical disorders of adults with mental retardation: a 
population study. Am J Ment Retard. 1995; 99:595-604 

113. Rimmer JH, Yamaki K. Obesity and intellectual disability. Ment Retard Dev Disabil Res Rev. 
2006; 12:22-7 

114. Draheim CC. Cardiovascular disease prevalence and risk factors of persons with mental 
retardation. Ment Retard Dev Disabil Res Rev. 2006; 12:3-12 

115. Melville CA, Hamilton S, Hankey CR, Miller S, Boyle S. The prevalence and determinants of 
obesity in adults with intellectual disabilities. Obes Rev. 2007; 8:223-30 

116. de Winter CF, Magilsen KW, van Alfen JC, Penning C, Evenhuis HM. Prevalence of 
cardiovascular risk factors in older people with intellectual disability. Am J Intellect Dev 
Disabil. 2009; 114:427-36 

117. de Winter CF, Magilsen KW, van Alfen JC, Willemsen SP, Evenhuis HM. Metabolic syndrome 
in 25% of older people with intellectual disability. Fam Pract. 2011; 28:141-144 

118. Rimmer JH, Braddock D, Fujiura G. Cardiovascular risk factor levels in adults with mental 
retardation. Am J Ment Retard. 1994; 98:510-8 

119. Wallace RA, Schluter P. Audit of cardiovascular disease risk factors among supported adults 
with intellectual disability attending an ageing clinic. J Intellect Dev Disabil. 2008; 33:48-58 

120. Temple VA, Frey GC, Stanish HI. Physical activity of adults with mental retardation: review 
and research needs. Am J Health Promot. 2006; 21:2-12 

121. van de Louw J, Vorstenbosch R, Vinck L, Penning C, Evenhuis H. Prevalence of hypertension 
in adults with intellectual disability in the Netherlands. J Intellect Disabil Res. 2009; 53:78-84 

122. Rimmer JH, Yamaki K, Davis BM, Wang E, Vogel LC. Obesity and overweight prevalence 
among adolescents with disabilities. Prev Chronic Dis. 2011; 8:A41 

123. Rimmer JH, Yamaki K, Lowry BM, Wang E, Vogel LC. Obesity and obesity-related secondary 
conditions in adolescents with intellectual/developmental disabilities. J Intellect Disabil Res. 
2010; 54:787-94 

124. Lin PY, Lin LP, Lin JD. Hypertension, hyperglycemia, and hyperlipemia among adolescents 
with intellectual disabilities. Res Dev Disabil. 2010; 31:545-50 

125. Frey GC, Chow B. Relationship between BMI, physical fitness, and motor skills in youth with 
mild intellectual disabilities. Int J Obes. 2006; 30:861-7 

126. Mikulovic J, Marcellini A, Compte R, Duchateau G, Vanhelst J, Fardy PS, et al. Prevalence of 
overweight in adolescents with intellectual deficiency. Differences in socio-educative context, 
physical activity and dietary habits. Appetite. 2011; 56:403-7 

127. Salaun L, Berthouze-Aranda S. Obesity among school children with intellectual disabilities in 
France. J Appl Res Intellect Disabil. 2011; 24:333-40 

128. De S, Small J, Baur LA. Overweight and obesity among children with developmental 
disabilities. J Intellect Dev Disabil. 2008; 33:43-7 

129. Emerson E. Overweight and obesity in 3- and 5-year-old children with and without 
developmental delay. Public Health. 2009; 123:130-3 



 

 73 

130. Emerson E, Robertson J. Obesity in young children with intellectual disabilities or borderline 
intellectual functioning. Int J Pediatr Obes. 2010; 5:320-6 

131. Fujiura GT, Rutkowski-Kmitta V, Owen R. Make measurable what is not so: national 
monitoring of the status of persons with intellectual disability. J Intellect Dev Disabil. 2010; 
35:244-58 

132. Linehan C, Walsh P, N., Van Schrojenstein Lantman-de Valk H, M, J., Kerr M, P., Dawson F. 
Are people with intellectual disabilities represented in european public health surveys? Journal 
of Applied Research in Intellectual Disabilities. 2009:409 - 20 

133. van Schrojenstein Lantman-de Valk H, Linehan C, Kerr M, Noonan-Walsh P. Developing 
health indicators for people with intellectual disabilities. The method of the Pomona project. J 
Intellect Disabil Res. 2007; 51:427-34 

134. Walsh PN. Health indicators and intellectual disability. Curr Opin Psychiatry. 2008; 21:474-8 
135. Linehan C, Buono S, Moravec-Berger D, Salvador-Carulla L, Tossebro J. Monitoring the health 

of adults with intellectual disabilities in Europe. Journal of Applied Research  in Intellectual 
Disabilities. 2006; 19:248 

136. Martinez-Leal R, Salvador-Carulla L, Linehan C, Walsh P, Weber G, Van Hove G, et al. The 
impact of living arrangements and deinstitutionalisation in the health status of persons with 
intellectual disability in Europe. J Intellect Disabil Res. 2011; 55:858-72 

137. Haveman M, Perry J, Salvador-Carulla L, Walsh PN, Kerr M, Van Schrojenstein Lantman-de 
Valk H, et al. Ageing and health status in adults with intellectual disabilities: results of the 
European POMONA II study. J Intellect Dev Disabil. 2011; 36:49-60 

138. Frey GC, Temple VA, Stanish HI. Introduction: preventive health and individuals with mental 
retardation. Ment Retard Dev Disabil Res Rev. 2006; 12:1-2 

139. Krahn GL, Hammond L, Turner A. A cascade of disparities: health and health care access for 
people with intellectual disabilities. Ment Retard Dev Disabil Res Rev. 2006; 12:70-82 

140. Umb-Carlsson O. Studier om hälsa för personer med utvecklingsstörning. National Institute of 
Public Health; 2008 

141. Draheim CC, Geijer JR, Dengel DR. Comparison of intima-media thickness of the carotid 
artery and cardiovascular disease risk factors in adults with versus without the Down syndrome. 
Am J Cardiol. 2010; 106:1512-6 

142. Roizen NJ, Patterson D. Down's syndrome. Lancet. 2003; 361:1281-9 
143. Cappelli-Bigazzi M, Santoro G, Battaglia C, Palladino MT, Carrozza M, Russo MG, et al. 

Endothelial cell function in patients with Down's syndrome. Am J Cardiol. 2004; 94:392-5 
144. Zigman WB, Schupf N, Jenkins EC, Urv TK, Tycko B, Silverman W. Cholesterol level, statin 

use and Alzheimer's disease in adults with Down syndrome. Neurosci Lett. 2007; 416:279-84 
145. Bergholdt R, Eising S, Nerup J, Pociot F. Increased prevalence of Down's syndrome in 

individuals with type 1 diabetes in Denmark: A nationwide population-based study. 
Diabetologia. 2006; 49:1179-82 

146. Anwar AJ, Walker JD, Frier BM. Type 1 diabetes mellitus and Down's syndrome: prevalence, 
management and diabetic complications. Diabet Med. 1998; 15:160-3 

147. Rohrer TR, Hennes P, Thon A, Dost A, Grabert M, Rami B, et al. Down's syndrome in diabetic 
patients aged <20 years: an analysis of metabolic status, glycaemic control and autoimmunity in 
comparison with type 1 diabetes. Diabetologia. 2010; 53:1070-5 

148. Schupf N, Zigman W, Kapell D, Lee JH, Kline J, Levin B. Early menopause in women with 
Down's syndrome. J Intellect Disabil Res. 1997; 41 ( Pt 3):264-7 

149. de Miguel-Diez J, Villa-Asensi JR, Alvarez-Sala JL. Prevalence of sleep-disordered breathing 
in children with Down syndrome: polygraphic findings in 108 children. Sleep. 2003; 26:1006-9 

150. Luke A, Roizen NJ, Sutton M, Schoeller DA. Energy expenditure in children with Down 
syndrome: correcting metabolic rate for movement. J Pediatr. 1994; 125:829-38 

151. Fernhall B, Figueroa A, Collier S, Goulopoulou S, Giannopoulou I, Baynard T. Resting 
metabolic rate is not reduced in obese adults with Down syndrome. Ment Retard. 2005; 43:391-
400 

152. Magge SN, O'Neill KL, Shults J, Stallings VA, Stettler N. Leptin levels among prepubertal 
children with Down syndrome compared with their siblings. J Pediatr. 2008; 152:321-6 

153. Myrelid A, Frisk P, Stridsberg M, Anneren G, Gustafsson J. Normal growth hormone secretion 
in overweight young adults with Down syndrome. Growth Horm IGF Res. 2010; 20:174-8 

154. Melville CA, Cooper SA, McGrother CW, Thorp CF, Collacott R. Obesity in adults with Down 
syndrome: a case-control study. J Intellect Disabil Res. 2005; 49:125-33 

155. Rubin SS, Rimmer JH, Chicoine B, Braddock D, McGuire DE. Overweight prevalence in 
persons with Down syndrome. Ment Retard. 1998; 36:175-81 



 

 74 

156. Esbensen AJ. Health conditions associated with aging and end of life of adults with Down 
syndrome. Int Rev Res Ment Retard. 2010; 39:107-26 

157. Fonseca CT, Amaral DM, Ribeiro MG, Beserra IC, Guimaraes MM. Insulin resistance in 
adolescents with Down syndrome: a cross-sectional study. BMC Endocr Disord. 2005; 5:6 

158. Draheim CC, McCubbin JA, Williams DP. Differences in cardiovascular disease risk between 
nondiabetic adults with mental retardation with and without Down syndrome. Am J Ment 
Retard. 2002; 107:201-11 

159. Gonzalez-Aguero A, Ara I, Moreno LA, Vicente-Rodriguez G, Casajus JA. Fat and lean masses 
in youths with Down syndrome: gender differences. Res Dev Disabil. 2011; 32:1685-93 

160. Guijarro M, Valero C, Paule B, Gonzalez-Macias J, Riancho JA. Bone mass in young adults 
with Down syndrome. J Intellect Disabil Res. 2008; 52:182-9 

161. Richards BW, Enver F. Blood pressure in Down's syndrome. J Ment Defic Res. 1979; 23:123-
35 

162. Morrison RA, McGrath A, Davidson G, Brown JJ, Murray GD, Lever AF. Low blood pressure 
in Down's syndrome, A link with Alzheimer's disease? Hypertension. 1996; 28:569-75 

163. Baptista F, Varela A, Sardinha LB. Bone mineral mass in males and females with and without 
Down syndrome. Osteoporos Int. 2005; 16:380-8 

164. Braunschweig CL, Gomez S, Sheean P, Tomey KM, Rimmer J, Heller T. Nutritional status and 
risk factors for chronic disease in urban-dwelling adults with Down syndrome. Am J Ment 
Retard. 2004; 109:186-93 

165. Salo MK, Solakivi-Jaakkola T, Kivimaki T, Nikkari T. Plasma lipids and lipoproteins in 
Down's syndrome. Scand J Clin Lab Invest. 1979; 39:485-90 

166. Baynard T, Pitetti KH, Guerra M, Fernhall B. Heart rate variability at rest and during exercise 
in persons with Down syndrome. Arch Phys Med Rehabil. 2004; 85:1285-90 

167. Guerra M, Llorens N, Fernhall B. Chronotropic incompetence in persons with down syndrome. 
Arch Phys Med Rehabil. 2003; 84:1604-8 

168. Millar AL, Fernhall B, Burkett LN. Effects of aerobic training in adolescents with Down 
syndrome. Med Sci Sports Exerc. 1993; 25:270-4 

169. Goulopoulou S, Baynard T, Collier S, Giannopoulou I, Figueroa A, Beets M, et al. Cardiac 
autonomic control in individuals with Down syndrome. Am J Ment Retard. 2006; 111:27-34 

170. Iellamo F, Galante A, Legramante JM, Lippi ME, Condoluci C, Albertini G, et al. Altered 
autonomic cardiac regulation in individuals with Down syndrome. Am J Physiol Heart Circ 
Physiol. 2005; 289:H2387-91 

171. Heffernan KS, Baynard T, Goulopoulou S, Giannopoulou I, Collier SR, Figueroa A, et al. 
Baroreflex sensitivity during static exercise in individuals with Down Syndrome. Med Sci 
Sports Exerc. 2005; 37:2026-31 

172. Mendonca GV, Pereira FD, Fernhall B. Cardiac autonomic function during submaximal 
treadmill exercise in adults with Down syndrome. Res Dev Disabil. 2011; 32:532-9 

173. The Education Act, (SFS 2010:800). Sweden 2010 
174. Guidelines for school health service. Report 2004-130-2. In: Welfare NBoHa, editor 2004 
175. Brownell K, Schwartz MB, Puhl RM, Henderson KE, Harris JL. The Need for Bold Action to 

Prevent Adolescent Obesity. J Adolesc Health. 2009:8-17 
176. Dobbins M, De Corby K, Robeson P, Husson H, Tirilis D. School-based physical activity 

programs for promoting physical activity and fitness in children and adolescents aged 6-18. 
Cochrane Database Syst Rev. 2009:CD007651 

177. Brown T, Summerbell C. Systematic review of school-based interventions that focus on 
changing dietary intake and physical activity levels to prevent childhood obesity: an update to 
the obesity guidance produced by the National Institute for Health and Clinical Excellence. 
Obes Rev. 2009; 10:110-41 

178. Van Cauwenberghe E, Maes L, Spittaels H, van Lenthe FJ, Brug J, Oppert JM, et al. 
Effectiveness of school-based interventions in Europe to promote healthy nutrition in children 
and adolescents: systematic review of published and 'grey' literature. Br J Nutr. 2010; 103:781-
97 

179. Knai C, Pomerleau J, Lock K, McKee M. Getting children to eat more fruit and vegetables: a 
systematic review. Prev Med. 2006; 42:85-95 

180. De Bourdeaudhuij I. School-based interventions promoting both physical activity and healthy 
eating in Europe: a systematic review within the HOPE projectobr_711 1..12. Obesity reviews 
IASO. 2010;3:205-216 

181. Gonzalez-Suarez C, Worley A, Grimmer-Somers K, Dones V. School-Based Interventions on 
Childhood Obesity A Meta-Analysis. Am J Prev Med. 2009; 37:418-27 



 

 75 

182. Foster GD. A Policy-Based School Intervention to Prevent Overweight and Obesity. 2008; 
121:794-802 

183. Story M, Nanney MS, Schwartz MB. Schools and obesity prevention: creating school 
environments and policies to promote healthy eating and physical activity. Milbank Q. 2009; 
87:71-100 

184. Wind M, Bjelland M, Perez-Rodrigo C, Te Velde SJ, Hildonen C, Bere E, et al. Appreciation 
and implementation of a school-based intervention are associated with changes in fruit and 
vegetable intake in 10- to 13-year old schoolchildren--the Pro Children study. Health Educ Res. 
2008; 23:997-1007 

185. Keshavarz N, Nutbeam D, Rowling L, Khavarpour F. Schools as social complex adaptive 
systems: A new way to understand the challenges of introducing the health promoting schools 
concept. Soc Sci Med. 2010:1467-74 

186. Lin JD, Lin PY, Lin LP, Chang YY, Wu SR, Wu JL. Physical activity and its determinants 
among adolescents with intellectual disabilities. Res Dev Disabil. 2010; 31:263-9 

187. Marcus C, Nyberg G, Nordenfelt A, Karpmyr M, Kowalski J, Ekelund U. A 4-year, cluster-
randomized, controlled childhood obesity prevention study: STOPP. Int J Obes. 2009; 33:408-
17 

188. Pitetti KH, Beets MW, Combs C. Physical activity levels of children with intellectual 
disabilities during school. Med Sci Sports Exerc. 2009; 41:1580-6 

189. Ozmen T, Ryildirim NU, Yuktasir B, Beets MW. Effects of school-based cardiovascular-fitness 
training in children with mental retardation. Pediatric exercise science. 2007; 19:171-8 

190. Fleming RK, Stokes EA, Curtin C, Bandini BG, Gleason J, Scampini R, et al. Behavioral 
Health in Developmental Disabilities: A Comprehensive Program of Nutrition, Exercise, and 
Weight Reduction. Int J Behav Consult Ther 2008; 1:287-96 

191. Marshall W, Tanner J. Variations in pattern of pubertal changes in girls. Arch Dis Child. 
1969:291-303 

192. Marshall W, Tanner J. Variations in pattern of pubertal changes in boys. Arch Dis Child. 
1970:13-23 

193. Becker W, Lyhne N, Pedersen N, Aro A, Fogelholm M, Phorsdottir I, et al. Nordic Nutrition 
Recommendations 2004 - integrating nutrition and physical activity. Scandinavian Journal of 
Nutrition. 2004; 48:178-87 

194. Lindvall C. Tallriksmodellen - ett bra instrument för kostrådgivning. Vår Föda. 1992; 44:238-
41 

195. Camelon KM, Hadell K, Jamsen PT, Ketonen KJ, Kohtamaki HM, Makimatilla S, et al. The 
Plate Model: a visual method of teaching meal planning. DAIS Project Group. Diabetes 
Atherosclerosis Intervention Study. Journal of the American  Dietetic Association. 1998; 
98:1155-8 

196. Wallen EF, Mullersdorf M, Christensson K, Malm G, Ekblom O, Marcus C. High prevalence of 
cardio-metabolic risk factors among adolescents with intellectual disability. Acta Paediatr. 
2009; 98:853-9 

197. Matthews DR, Hosker JP, Rudenski AS, Naylor BA, Treacher DF, Turner RC. Homeostasis 
model assessment: insulin resistance and beta-cell function from fasting plasma glucose and 
insulin concentrations in man. Diabetologia. 1985; 28:412-9 

198. Ruiz JR, Rizzo NS, Ortega FB, Loit HM, Veidebaum T, Sjostrom M. Markers of insulin 
resistance are associated with fatness and fitness in school-aged children: the European Youth 
Heart Study. Diabetologia. 2007; 50:1401-8 

199. Borg GA. Psychophysical bases of perceived exertion. Med Sci Sports Exerc. 1982; 14:377-81 
200. Brink PJ, Wood MJ. Advanced design in nursing research. 2 ed. Thousands Oaks: Sage 

Publications; 1998 
201. Håglin L, Hagman U, Nilsson M. Evaluation of the Meal Model "Matmallen" A means of 

estimating consumed amounts of food. Scandinavian Journal of Nutrition. 1995; 39:79-83 
202. Brage S, Wedderkopp N, Ekelund U, Franks PW, Wareham NJ, Andersen LB, et al. Features of 

the metabolic syndrome are associated with objectively measured physical activity and fitness 
in Danish children: the European Youth Heart Study (EYHS). Diabetes Care. 2004; 27:2141-8 

203. Eisenmann JC. On the use of a continuous metabolic syndrome score in pediatric research. 
Cardiovasc Diabetol. 2008; 7:17 

204. Keskin M, Kurtoglu S, Kendirci M, Atabek ME, Yazici C. Homeostasis model assessment is 
more reliable than the fasting glucose/insulin ratio and quantitative insulin sensitivity check 
index for assessing insulin resistance among obese children and adolescents. Pediatrics. 2005; 
115:e500-3 



 

 76 

205. Fernhall B, McCubbin JA, Pitetti KH, Rintala P, Rimmer JH, Millar AL, et al. Prediction of 
maximal heart rate in individuals with mental retardation. Med Sci Sports Exerc. 2001; 
33:1655-60 

206. Blomqvist S, Olsson J, Wallin L, Wester A, Rehn B. Adolescents with intellectual disability 
have reduced postural balance and muscle performance in trunk and lower limbs compared to 
peers without intellectual disability. Res Dev Disabil. 2013; 34:198-206 

207. Temple VA, Walkley JW, Greenway K. Body mass index as an indicator of adiposity among 
adults with intellectual disability. J Intellect Dev Disabil. 2010; 35:116-20 

208. Hove O. Weight survey on adult persons with mental retardation living in the community. Res 
Dev Disabil. 2004; 25:9-17 

209. Myrelid A, Gustafsson J, Ollars B, Anneren G. Growth charts for Down's syndrome from birth 
to 18 years of age. Arch Dis Child. 2002; 87:97-103 

210. Bergstrom E, Hernell O, Persson LA, Vessby B. Insulin resistance syndrome in adolescents. 
Metabolism. 1996; 45:908-14 

211. Wennlof AH, Yngve A, Nilsson TK, Sjostrom M. Serum lipids, glucose and insulin levels in 
healthy schoolchildren aged 9 and 15 years from Central Sweden: reference values in relation to 
biological, social and lifestyle factors. Scand J Clin Lab Invest. 2005; 65:65-76 

212. Sjoberg A, Moraeus L, Yngve A, Poortvliet E, Al-Ansari U, Lissner L. Overweight and obesity 
in a representative sample of schoolchildren - exploring the urban-rural gradient in Sweden. 
Obes Rev. 2011; 12:305-14 

213. Olds T, Maher C, Zumin S, Peneau S, Lioret S, Castetbon K, et al. Evidence that the prevalence 
of childhood overweight is plateauing: data from nine countries. Int J Pediatr Obes. 2011; 
6:342-60 

214. Lissner L, Sohlstrom A, Sundblom E, Sjoberg A. Trends in overweight and obesity in Swedish 
schoolchildren 1999-2005: has the epidemic reached a plateau? Obes Rev. 2010; 11:553-9 

215. Sjoberg A, Hulthen L. Anthropometric changes in Sweden during the obesity epidemic--
increased overweight among adolescents of non-Nordic origin. Acta Paediatr. 2011; 100:1119-
26 

216. Koskinen J, Kahonen M, Viikari JS, Taittonen L, Laitinen T, Ronnemaa T, et al. Conventional 
cardiovascular risk factors and metabolic syndrome in predicting carotid intima-media 
thickness progression in young adults: the cardiovascular risk in young Finns study. 
Circulation. 2009; 120:229-36 

217. Mattsson N, Ronnemaa T, Juonala M, Viikari JS, Raitakari OT. Childhood predictors of the 
metabolic syndrome in adulthood. The Cardiovascular Risk in Young Finns Study. Ann Med. 
2008; 40:542-52 

218. Maher V, O'Dowd M, Carey M, Markham C, Byrne A, Hand E, et al. Association of central 
obesity with early Carotid intima-media thickening is independent of that from other risk 
factors. Int J Obes. 2009; 33:136-43 

219. Allard P, Delvin EE, Paradis G, Hanley JA, O'Loughlin J, Lavallee C, et al. Distribution of 
fasting plasma insulin, free fatty acids, and glucose concentrations and of homeostasis model 
assessment of insulin resistance in a representative sample of Quebec children and adolescents. 
Clin Chem. 2003; 49:644-9 

220. Hanley AJ, Williams K, Stern MP, Haffner SM. Homeostasis model assessment of insulin 
resistance in relation to the incidence of cardiovascular disease: the San Antonio Heart Study. 
Diabetes Care. 2002; 25:1177-84 

221. Haffner SM, Miettinen H, Stern MP. The homeostasis model in the San Antonio Heart Study. 
Diabetes Care. 1997; 20:1087-92 

222. Eriksson B, Lof M, Olausson H, Forsum E. Body fat, insulin resistance, energy expenditure and 
serum concentrations of leptin, adiponectin and resistin before, during and after pregnancy in 
healthy Swedish women. Br J Nutr. 103:50-7 

223. Hedblad B, Nilsson P, Janzon L, Berglund G. Relation between insulin resistance and carotid 
intima-media thickness and stenosis in non-diabetic subjects. Results from a cross-sectional 
study in Malmo, Sweden. Diabet Med. 2000; 17:299-307 

224. Wallace TM, Levy JC, Matthews DR. Use and abuse of HOMA modeling. Diabetes Care. 
2004; 27:1487-95 

225. Gravholt CH, Jensen AS, Host C, Bojesen A. Body composition, metabolic syndrome and type 
2 diabetes in Klinefelter syndrome. Acta Paediatr. 2011; 100:871-7 

226. Wilkinson JE, Cerreto MC. Primary care for women with intellectual disabilities. J Am Board 
Fam Med. 2008; 21:215-22 



 

 77 

227. Center J, Beange H, McElduff A. People with mental retardation have an increased prevalence 
of osteoporosis: a population study. Am J Ment Retard. 1998; 103:19-28 

228. Bianchi ML. Osteoporosis in children and adolescents. Bone. 2007; 41:486-95 
229. Goulding A. Risk factors for fractures in normally active children and adolescents. Medicine 

and sport science. 2007; 51:102-20 
230. Kilpinen-Loisa P, Arvio M, Ilvesmaki V, Makitie O. Vitamin D status and optimal 

supplementation in institutionalized adults with intellectual disability. J Intellect Disabil Res. 
2009; 53:1014-23 

231. Fujiura GT. Self-reported health of people with intellectual disability. Intellect Dev Disabil. 
2012; 50:352-69 

232. Maiano C. Prevalence and risk factors of overweight and obesity among children and 
adolescents with intellectual disabilities. Obes Rev. 2010; 12:189-97 

233. Marshall D, McConkey R, Moore G. Obesity in people with intellectual disabilities: the impact 
of nurse-led health screenings and health promotion activities. J Adv Nurs. 2003; 41:147-53 

234. Aucouturier J, Meyer M, Thivel D, Taillardat M, Duche P. Effect of android to gynoid fat ratio 
on insulin resistance in obese youth. Arch Pediatr Adolesc Med. 2009; 163:826-31 

235. Labayen I, Ortega FB, Ruiz JR, Sjostrom M. Birth weight and subsequent adiposity gain in 
Swedish children and adolescents: a 6-year follow-up study. Obesity (Silver Spring, Md). 2011; 
20:376-81 

236. Carnethon MR, Gulati M, Greenland P. Prevalence and cardiovascular disease correlates of low 
cardiorespiratory fitness in adolescents and adults. JAMA. 2005; 294:2981-8 

237. Berg CM, Lissner L, Aires N, Lappas G, Toren K, Wilhelmsen L, et al. Trends in blood lipid 
levels, blood pressure, alcohol and smoking habits from 1985 to 2002: results from 
INTERGENE and GOT-MONICA. Eur J Cardiovasc Prev Rehabil. 2005; 12:115-25 

238. Pollock NK, Bernard PJ, Gutin B, Davis CL, Zhu H, Dong Y. Adolescent obesity, bone mass, 
and cardiometabolic risk factors. J Pediatr. 2011; 158:727-34 

239. Juonala M, Magnussen CG, Berenson GS, Venn A, Burns TL, Sabin MA, et al. Childhood 
adiposity, adult adiposity, and cardiovascular risk factors. N Engl J Med. 2011; 365:1876-85 

240. Gustafsson PE, Persson M, Hammarstrom A. Life course origins of the metabolic syndrome in 
middle-aged women and men: the role of socioeconomic status and metabolic risk factors in 
adolescence and early adulthood. Ann Epidemiol. 2011; 21:103-10 

241. Welin L, Adlerberth A, Caidahl K, Eriksson H, Hansson PO, Johansson S, et al. Prevalence of 
cardiovascular risk factors and the metabolic syndrome in middle-aged men and women in 
Gothenburg, Sweden. BMC Public Health. 2008; 8:403 

242. Rimmer JH, Braddock D, Marks B. Health characteristics and behaviors of adults with mental 
retardation residing in three living arrangements. Res Dev Disabil. 1995; 16:489-99 

243. Hsu SW, Yen CF, Hung WJ, Lin LP, Wu CL, Lin JD. The risk of metabolic syndrome among 
institutionalized adults with intellectual disabilities. Res Dev Disabil. 2012; 33:615-20 

244. Guidetti L, Franciosi E, Gallotta MC, Emerenziani GP, Baldari C. Could sport specialization 
influence fitness and health of adults with mental retardation? Res Dev Disabil. 2010; 31:1070-
5 

245. Elmahgoub SS, Calders P, Lambers S, Stegen SM, Van Laethem C, Cambier DC. The effect of 
combined exercise training in adolescents who are overweight or obese with intellectual 
disability: the role of training frequency. J Strength Cond Res. 2011; 25:2274-82 

246. Baynard T, Pitetti KH, Guerra M, Unnithan VB, Fernhall B. Age-related changes in aerobic 
capacity in individuals with mental retardation: a 20-yr review. Med Sci Sports Exerc. 2008; 
40:1984-9 

247. Salaun L, Berthouze-Aranda SE. Physical fitness and fatness in adolescents with intellectual 
disabilities. J Appl Res Intellect Disabil. 2012; 25:231-9 

248. Ekblom-Bak E, Hellenius ML, Ekblom O, Engstrom LM, Ekblom B. Fitness and abdominal 
obesity are independently associated with cardiovascular risk. J Intern Med. 2009; 266:547-57 

249. Bartlo P, Klein PJ. Physical activity benefits and needs in adults with intellectual disabilities: 
systematic review of the literature. Am J Intellect Dev Disabil. 2011; 116:220-32 

250. van der Ploeg HP, van der Beek AJ, van der Woude LH, van Mechelen W. Physical activity for 
people with a disability: a conceptual model. Sports Med. 2004; 34:639-49 

251. Temple VA. Barriers, enjoyment, and preference for physical activity among adults with 
intellectual disability. Int J Rehabil Res. 2007; 30:281-7 

252. Lynnes MD, Nichols D, Temple VA. Fostering independence in health-promoting exercise. J 
Intellect Disabil. 2009; 13:143-59 



 

 78 

253. Halle JW, Gabler-Halle D, Chung YB. Effects of a peer-mediated aerobic conditioning program 
on fitness levels of youth with mental retardation: two systematic replications. Ment Retard. 
1999; 37:435-48 

254. Hutzler Y, Korsensky O. Motivational correlates of physical activity in persons with an 
intellectual disability: a systematic literature review. J Intellect Disabil Res. 2010; 54:767-86 

255. van de Vliet P, Rintala P, Frojd K, Verellen J, van Houtte S, Daly DJ, et al. Physical fitness 
profile of elite athletes with intellectual disability. Scand J Med Sci Sports. 2006; 16:417-25 

256. Foley JT, Harvey S, Chun HJ, Kim SY. The relationships among fundamental motor skills, 
health-related physical fitness, and body fatness in South Korean adolescents with mental 
retardation. Res Q Exerc Sport. 2008; 79:149-57 

257. Sollerhed AC, Ejlertsson G. Low physical capacity among adolescents in practical education. 
Scand J Med Sci Sports. 1999; 9:249-56 

258. Westerstahl M, Barnekow-Bergkvist M, Jansson E. Low physical activity among adolescents in 
practical education. Scand J Med Sci Sports. 2005; 15:287-97 

259. Fogelholm M. Physical activity, fitness and fatness: relations to mortality, morbidity and 
disease risk factors. A systematic review. Obes Rev. 2009; 11:202-21 

260. Boreham CA, Ferreira I, Twisk JW, Gallagher AM, Savage MJ, Murray LJ. Cardiorespiratory 
fitness, physical activity, and arterial stiffness: the Northern Ireland Young Hearts Project. 
Hypertension. 2004; 44:721-6 

261. Barnekow-Bergkvist M, Hedberg G, Janlert U, Jansson E. Adolescent determinants of 
cardiovascular risk factors in adult men and women. Scand J Public Health. 2001; 29:208-17 

262. Adolfsson P, Sydner YM, Fjellstrom C, Lewin B, Andersson A. Observed dietary intake in 
adults with intellectual disability living in the community. Food & Nutrition Research. 2008; 
52:DOI: 10.3402/fnr.v52i0.1857 

263. Humphries K, Traci MA, Seekins T. Nutrition and adults with intellectual or developmental 
disabilities: systematic literature review results. Intellect Dev Disabil. 2009; 47:163-85 

264. Messent PR, Cooke CB, Long J. Primary and secondary barriers to physically active healthy 
lifestyles for adults with learning disabilities. Disabil Rehabil. 1999; 21:409-19 

265. Martinez-Leal R, Salvador-Carulla L, Linehan C, Walsh P, Weber G, Van Hove G, et al. The 
impact of living arrangements and deinstitutionalisation in the health status of persons with 
intellectual disability in Europe. J Intellect Disabil Res. 2011; 55:858-72 

266. Stromme P. Aetiology in severe and mild mental retardation: a population-based study of 
Norwegian children. Dev Med Child Neurol. 2000; 42:76-86 

267. Heitmann BL, Westerterp KR, Loos RJ, Sorensen TI, O'Dea K, McLean P, et al. Obesity: 
lessons from evolution and the environment. Obes Rev. 2012; 13:910-22 

268. Emerson E, Hatton C. Poverty, socio-economic position, social capital and the health of 
children and adolescents with intellectual disabilities in Britain: a replication. J Intellect Disabil 
Res. 2007; 51:866-74 

269. Fujiura GT. Continuum of intellectual disability: demographic evidence for the "forgotten 
generation". Ment Retard. 2003; 41:420-9 

270. Stromme P, Magnus P. Correlations between socioeconomic status, IQ and aetiology in mental 
retardation: a population-based study of Norwegian children. Soc Psychiatry Psychiatr 
Epidemiol. 2000; 35:12-8 

271. Rosenblad A, Nilsson G, Leppert J. Intelligence level in late adolescence is inversely associated 
with BMI change during 22 years of follow-up: results from the WICTORY study. Eur J 
Epidemiol. 2012; 27:647-55 

272. Blomdahl U, Elofsson S. Idrott och motion bland ungdomar i särskolan. In: Stockholms Stad I, 
Forskningsenheten; Haninge kommun; Jönköpings kommun; Tyresö kommun, editor Ung 
Livsstil. Stockholm: Stockholms University; 2011 

273. Rimmer JA, Rowland JL. Physical activity for youth with disabilities: a critical need in an 
underserved population. Dev Neurorehabil. 2008; 11:141-8 

274. Sit CH, McKenzie TL, Lian JM, McManus A. Activity levels during physical education and 
recess in two special schools for children with mild intellectual disabilities. Adapt Phys Activ 
Q. 2008; 25:247-59 

275. Ericsson I, Karlsson MK. Motor skills and school performance in children with daily physical 
education in school - a 9-year intervention study. Scand J Med Sci Sports. 2012; doi: 
10.1111/j.1600-0838.2012.01458.x 

276. Hamilton S, Hankey CR, Miller S, Boyle S, Melville CA. A review of weight loss interventions 
for adults with intellectual disabilities. Obes Rev. 2007; 8:339-45 



 

 79 

277. Heller T, McCubbin JA, Drum C, Peterson J. Physical activity and nutrition health promotion 
interventions: what is working for people with intellectual disabilities? Intellect Dev Disabil. 
2011; 49:26-36 

278. George VA, Shacter SD, Johnson PM. BMI and attitudes and beliefs about physical activity and 
nutrition of parents of adolescents with intellectual disabilities. J Intellect Disabil Res. 2011; 
55:1054-63 

279. Holcomb MJ, Pufpaff LA, McIntosh DE. Obesity rates in special populations of children and 
potential interventions. Psychology in the Schools. 2009; 46:797-804 

280. Brug J, Tak NI, te Velde SJ, Bere E, de Bourdeaudhuij I. Taste preferences, liking and other 
factors related to fruit and vegetable intakes among schoolchildren: results from observational 
studies. The British Journal of Nutrition. 2008; 99 Suppl 1:S7-S14 

281. Kainulainen K, Benn J, Fjellstrom C, Palojoki P. Nordic adolescents' school lunch patterns and 
their suggestions for making healthy choices at school easier. Appetite. 2012; 59:53-62 

282. Martin CK, Newton RL, Jr., Anton SD, Allen HR, Alfonso A, Han H, et al. Measurement of 
children's food intake with digital photography and the effects of second servings upon food 
intake. Eat Behav. 2007; 8:148-56 

283. Prell HC, Berg MC, Jonsson LM, Lissner L. A school-based intervention to promote dietary 
change. J Adolesc Health. 2005; 36:529 e 15 -  e 22 

284. Bere E, Klepp KI. Changes in accessibility and preferences predict children's future fruit and 
vegetable intake. Int J Behav Nutr Phys Act. 2005; 2:15 

285. Lin JD, Yen CF, Loh CH, Chwo MJ, Lee JT, Wu JL, et al. The general picture of supportive 
health environments for persons with intellectual disabilities among 121 disability welfare 
institutions in Taiwan. J Intellect Disabil Res. 2006; 50:25-32 

286. Slevin E, Sines D. The role of community nurses for people with learning disabilities: working 
with people who challenge. Int J Nurs Stud. 2005; 42:415-27 

287. van den Akker M, Maaskant MA, van der Meijden RJ. Cardiac diseases in people with 
intellectual disability. J Intellect Disabil Res. 2006; 50:515-22 

288. van Schrojenstein Lantman-de Valk HM, van den Akker M, Maaskant MA, Haveman MJ, 
Urlings HF, Kessels AG, et al. Prevalence and incidence of health problems in people with 
intellectual disability. J Intellect Disabil Res. 1997; 41 ( Pt 1):42-51 

289. Matson JL, Boisjoli JA. An overview of developments in research on persons with intellectual 
disabilities. Res Dev Disabil. 2009:587-91 

290. McDonald KE, Keys CB, Henry DB. Gatekeepers of science: attitudes toward the research 
participation of adults with intellectual disability. Am J Ment Retard. 2008; 113:466-78 

291. Cleaver S, Ouellette-Kuntz H, Sakar A. Participation in intellectual disability research: a review 
of 20 years of studies. J Intellect Disabil Res. 2010; 54:187-93 

292. Lennox N, Taylor M, Rey-Conde T, Bain C, Purdie DM, Boyle F. Beating the barriers: 
recruitment of people with intellectual disability to participate in research. J Intellect Disabil 
Res. 2005; 49:296-305 

293. Mason C, Katzmarzyk PT. Variability in waist circumference measurements according to 
anatomic measurement site. Obesity (Silver Spring, Md). 2009; 17:1789-95 

294. Skowronski W, Horvat M, Nocera J, Roswal G, Croce R. Eurofit special: European fitness 
battery score variation among individuals with intellectual disabilities. Adapt Phys Activ Q. 
2009; 26:54-67 

295. Shomaker LB, Tanofsky-Kraff M, Savastano DM, Kozlosky M, Columbo KM, Wolkoff LE, et 
al. Puberty and observed energy intake: boy, can they eat! Am J Clin Nutr. 2010; 92:123-9 

 
 


