Study Questions – Chapter 9
1. Why might the quality of the home environment be of greater importance to the growth and development of a child who is producing low levels of MAOA? Should screening for MAOA in children be instituted? Why or why not?

2. Why are studies of genetic factors that contribute to criminal behavior considered ethically difficult and scientifically problematic?

3. What does digenic diallelic mean and how does this complicate efforts to understand disease mechanism and develop new treatments?

4. How can mutations in the retinoid cycle lead to more than one disease?

5. What type of genetic disease is cardiovascular disease? How do different factors lead to different cardiac disease risk factors and outcomes?

6. What are the rules for determining if traits are due to multi-factorial inheritance?

7. What are the three major classes of organisms responsible for many of the most common human infections?

8. Can your phenotype be affected by someone else’s genes? What are common examples of this phenomenon?

9. Two people have the same disease but with different levels of disease severity? What is a common reason for this occurrence?

10. If the genome plays such a critical role in regulating disease, why not just sequence everyone’s genome and tailor diet, exercise, clinical treatment plans, etc. to prevent disease?

11. Why do we think that level of MAOA expression is not solely predictive of outcome?

12. Why do we think that the mode of inheritance in Figure 9.18 is X-linked?

13. Why might it be hard to classify individuals in a family like the one shown in Figure 9.18?

14. Why might some modifiers impact the severity of disease for only one disease while others have the potential to affect multiple severity of multiple different diseases?

15. If affected members of one family all show onset of glaucoma in their teens and affected members of another family consistently show onset in middle age, why do we think that the age variability is not due to a modifier gene?

16. What is the similarity between a threshold trait and a quantitative trait?

17. What is the difference between a threshold trait and a quantitative trait?

18. In the case of digenic diallelic inheritance of retinitis pigmentosa, why can normal PRPH2 protein yield a normal phenotype if ROM1 is missing but the L185P variant of PRPH2 cannot?

19. If two people with autosomal recessive retinitis pigmentosa have children together, why do we think there is a low chance that they will have a child with retinitis pigmentosa?

20. Why do we consider congenital stationary night blindness to be related to retinitis pigmentosa?
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