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38. The complement system is an assembly of proteins found in body fluids and on cell surfaces that
interacts with various cells and mediators of the immune system. Based on the referenced Biological
Perspectives article, select the ONE statement that is NOT true: [See Am J Pathol 2007 171:715-727]

a. Complement was discovered approximately 100 years ago, and its name reflects the idea at that time
that its function was complementary to that of humoral immunity.

b. Activation of the complement system is a prerequisite to its role in orchestrating multifaceted immune
and inflammatory responses, the aims of which are to eliminate the causes of cell injury and to promote
tissue repair.

c. Activation of complement involves sequential proteolytic release of later components of the complement
system, most of which are themselves proteases.

d. Activated complement controls inflammation by regulating vascular flow and caliber and by increasing
vascular permeability, leukocyte extravasation, and chemotaxis.

e. Infectious pathogens are necessary and sufficient for the activation of complement.

39. Disturbances in the defense machinery represented by the complement system can cause a variety of
diseases. Based on the referenced Biological Perspectives article, select the ONE statement that is NOT
true: [See Am J Pathol 2007 171:715-727]

a. Deficiencies in various complement components can result in increased frequency of infections.

b. One generally accepted hypothesis about the development of autoimmunity is that the high prevalence
of autoimmune reactions in complement-deficient patients is associated with an impairment of the
clearance of dying cells and immune complexes.

c. Common clinical features of hereditary angioedema include predominance in females, high incidence of
antinuclear antibodies, skin lesions, and photosensitivity.

d. Levels of C4 and C2 are high in individuals with hereditary angiodedema and systemic lupus
erythematosus (SLE).

e. Retinal lesions associated with age-related macular degeneration contain deposits of C3a, C5a, and
terminal component complex, among others.
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