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Galanin effects on macronutrient choice

Adams A C, Wynick D,  Clapham J, Speakman J R

Presenter:
Dr Andrew Adams,  Energetics Research Laboratory, School of Biological Sciences, University of Aberdeen

The modern obesity epidemic has been described by the world health organisation (WHO) as the most significant health threat facing the western world. It has been widely suggested that saturated fat consumption has fuelled the obesity epidemic. Although this has been an issue of debate, macronutrient choices appear to be important not only as potential factors influencing obesity and associated pathology. A neuropeptide suspected to be involved in regulation of macronutrient selection is Galanin, although its precise role has been hotly contested. We investigated the role of galanin in macronutrient selection using the galanin knock out mouse (GKO). 

G-protein coupled receptor 101 mRNA expression in the mouse and rat hypothalamus; regulation in response to pregnancy, lactation, deprivation of food and ob gene mutation 

Nilaweera K Wilson D, Mercer J G, Morgan P J, Barrett P
Presenter: Dr Kanishka Nilaweera, Rowett Research Institute,  ACERO

GPCR101 is an orphan G-protein coupled receptor, expressed abundantly in the human hypothalamus. Since its function is currently unknown, we investigated the effect of energetic challenges on the mRNA expression of this receptor in hypothalamic nuclei of mice and rats. Results revealed changes in GPCR101 mRNA expression in the posterior hypothalamus in response to deprivation of food for 24h and ob gene mutation, and in the supraoptic and paraventricular nuclei in response to pregnancy and lactation. The significance of these changes in GPCR101 mRNA expression for energy balance, pregnancy and lactation are discussed. 

Randomised clinical trial of standard dietary treatment versus protein-sparing modified fast or the Lighterlife Programme in the management of obesity 

Rolland R, Hession M, Tuya C, Jarrett K, Hewlett B, Cox J, John O, Wise A, Broom J
Presenter: Dr Catherine Rolland, School of Life Sciences, Robert Gordon University
Obesity predisposes to and aggravates cardiovascular disease. The rise in obesity has intensified the search for an effective weight loss diet. However, concerns have been expressed about the use of high protein ketogenic diets (HP) in the management of obesity. Several reviews comparing HP and ‘healthy eating’ high carbohydrate (HC) dietary approaches to obesity management have suggested the need for longer term randomised control trials (RCT) to evaluate both weight loss and cardiovascular risk. We are currently carrying out a  1yr RCT comparing a healthy eating diet with two HP diets: a) ‘conventional’ food  (PSMF) and b)Very Low Calorie Nutritionally Complete Formula Diet (Lighterlife). This presentation is to provide an update of this ongoing study.

The Counterweight Experience: The Patients, and Practitioners, Perspective.

Mcquigg M  et al for The Counterweight Project Team
Presenter : Maria McQuigg, Counterweight

The Counterweight programme is a UK primary care evidence based model for the management of obesity in primary care, piloted between 2000 and 2005.  In addition to the quantitative results obtained, independent qualitative researchers were commissioned to explore the experiences and views of GP practices and patients who took part.  These findings help us to see how Counterweight worked in practice.  They uncover the barriers and incentives to implementing weight management programmes and the strengths and weaknesses of different aspects of the design such as the practice recruitment, training and materials, and patient recruitment and retention as well as the achievement and maintenance of weight loss targets.

Effects of one day underfeeding on compensatory intakes

Cameron K, Speakman J R
Presenter:  Dr Kerry Cameron, Department of Zoology, University of Aberdeen

Body weight is regulated in the mammalian body by a physiological system with a genetic basis. My aim was to find evidence of a regulatory system in MF1 outbred laboratory mice and how the system reacted when a perturbation was introduced. 80 mice were divided into equal groups and food restricted for 24hours to 20,40,60,70,80,90 and 100% mean daily intake, food was then reintroduced ad libitum. Results found energy withdrawal at restrictions of 20 to 60% and altered energy expenditure from 60% and above. Food intake increased in all groups following restriction in response to a notional shortfall, illustrating evidence of body mass regulation.

Size at Birth and Metabolic Syndrome

Tuya C, Broom J, McNeill G
Presenter: Dr Chuluuntulga Tuya,  NHS Grampian 

The ‘thrifty phenotype hypothesis’ proposes that the association between poor fetal and infant growth and development of Type 2 diabetes and the metabolic syndrome is caused by poor nutrition in early life.1 Twins can be used to investigate the associations between birth weight and metabolic syndrome, as they experience in-utero growth restriction compared to singletons. We studied 60 monozygotic and 71 dizygotic same-sex twin pairs aged 19-50 years and 89 singleton controls matched for age, gestational age, gender, maternal age and parity, recruited from an obstetric database. Associations between components of metabolic syndrome and birth weight were assessed by multiple regression with adjustment for current age, gender and body mass index. ATP III definition2 was employed for metabolic syndrome. Twins were significantly lighter at birth, but did not differ significantly in adult height, weight and waist circumference, blood pressure, triglycerides, fasting glucose or insulin resistance (HOMA)3 from singletons. Birth weight was not associated with the metabolic syndrome or at least one or more of its components in both twins and singletons. Among singletons, there were significant inverse associations between birth weight and diastolic blood pressure and total cholesterol after adjustment for confounding factors [-4.14 mmHg per kg (95%CI:-7.40,-0.88) p=0.01; -0.32 mmol/L per kg (95% CI: -0.62;-0.02) p=0.04]. In twins there were significant inverse associations between birth weight and fasting insulin and insulin resistance after adjustment  [-0.05 (IU/ml per kg (95% CI: -0.09,-0.01) p=0.02; -0.05 (IU/ml per kg (95% CI: -0.11,-0.002) p=0.04]. This suggests that in twins the effect of in-utero growth restriction increases the risk of metabolic abnormalities in adult life. 

The Counterweight Programme: Outcomes and Health Economic Analysis.

McCombie L, et al for The Counterweight Project Team
Presenter: Louise McCombie, Counterweight

The Counterweight programme is a UK primary care evidence based model for the management of obesity in primary care, piloted between 2000 and 2005.  By March 2004 1549 patients had been recruited into the programme.  Ratio of males to females was 1:3.  Mean BMI was 37kg/m2 and mean age 49years.  74% had at least one obesity-related co-morbidity. Of all those with 12 month data (n= 445) 34% lost at least 5%. Higher attendance rates resulted in improved outcomes. Including those lost to follow up ITT analysis shows 6 people need to enter the programme to have 1 patient with at least 5% weight loss at 12 months. Details of a health economic analysis will be presented in addition to the intervention outcomes.

Development of a National Centre for Obesity Research and Epidemiology – Strategy, Infrastructure and Benchmarking.

Ozanne D M, Broom J
Presenter:  Dr Dan Ozanne, School of Life Sciences, Robert Gordon University
Obesity arises due to a chronic, long term imbalance between energy intake and energy expenditure resulting in energy storage in the form of adipose mass. There is no doubt that the role played by genetics in the rise in obesity trends is a key factor, although it is now accepted that a complex interplay between genes and the environment that we now live in determine our reaction to our ‘obesogenic’ lifestyles.  Colloquially, the genes load the gun but the environment pulls the trigger. 

There is a complex web of interacting causal inputs that determine both the population’s and an individual’s response to their environment that include social, psychological, medical, educational and political factors (Kumanyika SK. (2001) Minisymposium on obesity: overview and some strategic considerations. Annu Rev Public Health. 22:293-308. As such, obesity represents a complex biological system whereby addressing individual inputs within the system will have no long term effect upon the eventual outcome.  Any successful strategy for both the treatment and prevention of obesity will require a multifaceted approach directed at an individual and a population level – simple solutions rarely fix complex problems.

These considerations have been carefully assimilated into the formulation of a proposed framework for a national Centre for Obesity Research and Epidemiology (CORE).  An initial nine month feasibility study was funded by SFC to establish the working remit and infrastructure of this practical framework and to develop a multidisciplinary group of obesity researchers willing to work within this remit. 
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