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c-kit in neuroblastomas is not related to MYCN amplification
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Background: c-kit (CD117) is a transmembrane tyrosine kinase representing a target for STI571 (Glivec) therapy. Some c-kit-overexpressing solid tumours have responded favourably to STI571, potentially because of the presence of c-kit-activating mutations.

Methods: To investigate the epidemiology of c-kit overexpression in neuroblastomas, we investigated a series of 63 neuroblastomas. All tumours were analysed by immunohistochemistry in a tissue microarray format. We compared the expression of c-kit to the expression of the MYCN-gene, analysed using fluorescent-in-situ-hybridisation.

Results: Nine of the 61 neuroblastomas expressed c-kit in varying amounts and intensity. Twelve of the neuroblastomas were MYCN amplified. Only 2 of the MYCN amplified tumours expressed c-kit, and only focally (p=0,5). Using Shimada pathology, we found that 9 of 31 tumours with unfavourable histology expressed c-kit, while only 1 of 24 tumours with favourable histology expressed c-kit. None of the 8 benign tumours expressed c-kit (p<0.05). 

Conclusion: The expression of c-kit in neuroblastomas is not correlated to MYCN amplification, but still it is related to unfavourable histology, indicating that it is a prognostic factor independent of MYCN.
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