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Purpose: JAK kinases play important roles not only in normal cellular
processes, but they are also important in tumor development. A recent study
identified two somatic mutations of JAK1 in leukemia cells that were detected
in exon 10 (p.T478S) and exon 13 (p.V623A). The aim of this study was to
see whether the JAK1 mutations in these exons occur in non-small cell lung
cancers (NSCLC). Materials and Methods: We analyzed the exons 10 and
13 of JAK1 for detecting somatic mutations in NSCLC by performing
polymerase chain reaction (PCR) and single-strand conformation poly-
morphism (SSCP) assay. Results: The SSCP analysis revealed no evidence
of somatic mutation in the DNA sequences of JAK1 exon 10 and exon 13
in the 47 NSCLCs. Conclusion: The data presented here indicate that the
JAK1 exons 10 and 13 may not be somatically mutated in human NSCLCs,
and this suggests that the JAK1 mutation in exons 10 and 13 may not play
an important role in the tumorigenesis of NSCLCs. (J Lung Cancer
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Fig. 1. Representative SSCP of the JAK1 gene in the non-small
cell lung cancers. The exon 10 of the JAK1 gene was amplified
by PCR with using a specific primer set. The PCR products
from the representative cases of non-small cell lung cancers
were visualized on SSCP. The SSCP of the DNA from the
non-small cell lung cancers (T) shows no aberrant bands as
compared to that of the SSCPs from the normal tissues (N).
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