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Abstract: Avian leukosis/sarcoma viruses were divided into two categories according to the differ-
ence of the activated oncogenes. Non-acute transforming virus can cause tumors by insertional ac-
tivation of cellular proto-oncogene with a long latency, while acute transforming virus can induce
a fast tumorigenesis through direct transcription of viral oncogene. This paper will review the re-
lationship between the oncogenesis mechanism and oncogenes.
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Fig. 1 Insertional activation of cellular proto-oncogenes
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Table 1 Different acute transforming Avian leukosis/sarcoma viruses with different viral oncogenes
i R B Bk JT #5418 SO B A IS TE B 3 B o TR 5h BeFL 1k 1 21 g
Virus Isolate Viral oncogenes  Product of oncogene Induced tumors Transformed cells
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Nr ptk. Non-receptor protein tyrosine kinase; R ptk. Receptor protein tyrosine kinase; Tf. Transcription factor
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Fig. 2 The acute oncogenesis mechanism mediated by viral oncongenes
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Fig. 3 The genome structures of different acutely transforming AL/SVs
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