Chapter 12 – Ingestive Behavior
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1. Explain the role of leptin in the regulation of weight. Make sure to mention which cells secrete leptin, which brain area has receptors for leptin, whether levels of leptin are increased or not in obese mouse, and obese human, and the effect of leptin replacement therapy in anorexic patients with amenorrhea.

2. Describe symptoms of anorexia. Is the menstrual cycle disrupted in anorexic women? Why?

3. Explain the role of cortisol in stress-induced eating.

4. Describe the homeostatic theory of eating,   its shortcomings, and an alternative theory to explain why people eat. 
5. What does research with amnesic patients teach us about why people start a meal?

6. Describe   research on Pima Indians to illustrate genetic and environmental contributors to obesity. 
1. Define homeostasis and ingestive behavior in your own words and explain their importance.

2. Using the example of the room thermostat, explain the process of negative feedback.

3. What is the location of the short-term nutrient reservoir and what is stored there?

4. a. The short-term carbohydrate reservoir in the liver is the principal fuel supply for what part of the body?

b. If the short-term reservoir is depleted, what is its next source of reserved fuel?

5. List the 3 nutrients that are supplied by a well-balanced meal. 

6. Explain why the signals that start and stop a meal are undoubtedly different.

7. a. List some social and environmental factors that encourage us to eat even when we have no physiological need to do so.  

b. How, then, do we compensate for these factors?

c. What is the relations between meal size and 1) a fixed meal schedule and 2) the presence of other people?

8. Although genetic differences probably account for the overwhelming proportion of people with extreme obesity, changes in the gene pool cannot account for the recent increase.  Explain why. 

9. Explain how the metabolic efficiency of obese and non-obese people differ.

10. Almost all excess body weight is carried in the form of ________.

11. a. Non-obsese people in a research project ate more than they needed to maintain their body weight.  How did their bodies use about 1) 2/3 of the calories they ingested 2) 1/3 of them? Be sure to mention NEAT in your answer. 

12. a. According to twin studies, approximately how much of the variability in body fat is due to genetic differences.

b. how did the body weight of a sample of people who had been adopted correlate with 1) their biological and adoptive parents? And 2) their full or half siblings with whom they had not been raised?

13. a. State James and Trayhurn’s (1981) hypothesis concerning the origin of genetic differences in metabolic efficiency. 

b. Summarize the conclusions of research with the inhabitants of Nauru and two groups of Pima Indians that support James and Trayhurn’s hypothesis.

14. Let’s look again at the role of leptin in human obesity.

a. Familial obesity can result from a faulty gene for the production of leptin. How often does this kind of mutation occur? 

b. If leptin does play a role in human obesity, what may be the mechanism?

15. Describe the symptoms of anorexia nervosa. 

16. Now describe the symptoms of bulimia nervosa and its aftermath.

17. a. Study fig 12.28 and compare the effects of the sight and smell of warm cinnamon rolls on the insulin levels of anorexic women and lean but not anorexic women.

b. what do the results indicate about the interest of anorexics in food?

18. How does anorexia affect bone density, menstruation, and the brain? 

19. What do twin studies suggest about the cause of anorexia?

