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CONCLUSIONS

Figure 1: PKCy expression is elevated in mouse

Our data demonstrate that PKC: is required for oncogenic and human colon tumors. a) Immunoblot analysis R
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4. PKCu activity regulates susceptibility to carcinogen-induced preneoplastic
lesion formation in the colen. Elevated colonic PKCu activity increases the
number of carcinogen-induced celon tumers, and promotes tumor progression.
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The atypical PKC isozyme, PKC: functions in the
establishment of epithelial cell polarity and cell survival.
FKC: plays a requisite role in Ber-Abl-mediated malignancy
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in chronic myelogenous leukemia cells by conferring S 3. PKCu Is critical for oncogenic K-ras-mediated colon carcinogenesis in vivo.

extreme resistance to chemotherapy-induced apoptosis.
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Ras is a proto-oncogene critical for cellular signaling
pathways that requlate colonic epithelial cell proliferation,
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induction of cyclin D1 expression, nothing s known about
its role in oncogenic Ras-mediated transformation. In the
present study we investigate the role of PKC: in oncogenic
Ras-mediated cellular transformation and carcinogenesis.
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