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Lecture 1A
1. Define pathophysiology and list its components.
2. List and define the etiologies of disease.
3. List and define terms used to describe pathogenesis.
4. Describe factors that must be considered when clinically assessing a patient.
5. Recognize that clinical signs and symptoms are due to a combination of pathophysiological changes and the body’s homeostatic responses to those changes.
6. Distinguish between the short-term and long-term homeostatic responses to stress with respect to the hormones involved and their effects.
7. Describe a specific negative feedback homeostatic response and break it into its components: stimulus, receptor, afferent signal/pathway, integration center, efferent signal/pathway, effector(s), response. (Use the baroreceptor response to elevated blood pressure as described in the Khan Academy video on your video list.)
8. Recognize that pathophysiology is a cellular phenomenon and state the three ways a cell may respond to injury.
9. Describe the mechanism of hydropic swelling, an indicator of reversible cell injury.
10. Contrast the four mechanisms of producing intracellular accumulations, indicators of reversible cellular injury.
Lecture 1B
11. Define the five ways injured cells change in number, size and/or structure in an attempt to adapt to injury.
12. Identify the factor that determines whether cell injury is irreversible.
13. Define necrosis and apoptosis, and state which process leads to inflammation.
14. List the local and systemic effects of inflammation.
15. Contrast the four types of necrosis: coagulative, liquefactive, caseous and fat with respect to the types of tissues involved and a description of the necrotic tissue.
16. Distinguish among the three forms of gangrene: dry, wet and gas.
17. Describe extrinsic initiation of apoptosis.
18. Describe intrinsic initiation of apoptosis.
19. List the steps in apoptosis once it has been initiated. 
20. Define ischemia and hypoxia.
21. List the steps in the process of ischemic injury at the cellular level.
22. Describe the event that causes ischemic injury to become irreversible.
23. Define these terms: free radical, antioxidant, oxidative stress.
24. List the types of injury that produce free radicals.
25. Define reperfusion injury and state its three components.
26. List the three causes of membrane injury due to ischemia or reperfusion injury.
27. List the three major theories of aging.
28. Describe the process of somatic death.
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