@ Model of sequential genetic alterations leading to metastatic colon cancer
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Each of the stages indicated in (a) is morphologically distinct In this sequence, benign colorectal polyps progress to
carcinoma following mutations genes (APC, DCC, and 7P53) and the activation of one oncogene linked to cellular
proliferation (K-ras).resulting in the inactivation or loss of three tumor-suppressor
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Figure 15-12 Immunobiology, 7ed. (© Garland Science 2008)



'Potential tumor rejection antigens have a variety of origins

Class of antigen Antigen Nature of antigen Tumor type
Cyclin-
dependent Cell-cycle regulator Melanoma
kinase 4

Tumor-specific
mutated oncogene
or tumor
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Breast
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Germ cell

Abnormal
gene expression
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translational
modification
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transcriptional (.irl;:Pon Melanoma
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. . Viral transforming Cervical
Oncoviral protein E6 and E7 gene products ’ ‘ carcinoma

proteins

Figure 15-17 Immunobiology, 7ed. (© Garland Science 2008)
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Normal cell presents self peptides
bound to MHC molecules
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Figure 15-18 Immunobiology, 7ed. (© Garland Science 2008)
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