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Expression and Clinical Significance of DNA-dependent

Protein Kinase in Nasopharyngeal Carcinoma
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Abstract: [ Purpose ] To investigate the expression of DNA-dependent protein kinase (DNA-PKcs)
in normal nasopharyngeal mucosa,nasopharyngitis ,nasopharyngeal atypical hyperplasia and na-
sopharyngeal carcinoma(NPC),and to analysis the relationship between DNA-PKcs protein and the
clinicopathologic parameters of NPC. [Methods] The expression of DNA-PKes protein in tissue
samples of nasopharyngeal mucosa (n=10) ,nasopharyngitis (n=10), nasopharyngeal atypical hyper-
plasia(n=21) and NPC(n=53) was detected by immunohistochemical technique(Envision). The rela-
tionship between DNA-PKcs expression and clinicopathological features of NPC was analyzed.
[Results ] The positive rates of DNA-PKcs in normal nasopharyngeal mucosa,nasopharyngitis, na-
sopharyngeal atypical hyperplasia and NPC were 0,20.00% ,71.42% and 64.15% ,respectively.
DNA-PKcs expression was correlated with tumor differentiation (P<0.05),but not correlated with
clinical stages or neck lymph node metastasis of NPC (P>0.05). [Conclusion] DNA-PKcs may be
involved in the carcinogenesis of nasopharyngeal neoplasms.

Key words:nasopharyngeal neoplasms; DNA-dependent protein kinase (DNA-PKAcs);immunohis-
tochemistry
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Table 1 DNA-PKcs expression in different nasopharyngeal tissues
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Note : A :nasopharyngeal mucos; B :nasopharyngiti ; C : nasopharyngeal atypical hyperplasia;D :nasopharyngeal carcinoma.

Figure 1 Different nasopharyngeal tissues in HE staining (x50 or x200)

Note : A :nasopharyngeal mucos ;B :nasopharyngiti ; C : nasopharyngeal atypical hyperplasia;D :nasopharyngeal carcinoma.

Figure 2 DNA-PKcs expressions in Vision, Magnification(x50 or x200)
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Table 2 DNA-PKcs expression in nasopharyngeal atypical hyperplasia
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Table 3 Association of DNA-PKcs expression and clinicopathological
features in patients with NPC

DNA-PKes expression
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