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Mutational Analysis of Pro-apoptotic BAD Gene in Non-

small Cell Lung Cancer
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Purpose: Evidence exists that deregulation of apoptosis is involved in the
mechanisms of cancer development, and the somatic mutations of apoptosis-
related genes have been reported in human cancers. Bcl- X./Bcl-2-associated
death promoter (BAD), a pro-apoptotic member of Bcl-2 family, plays an
important role in the intrinsic apoptosis pathway. Materials and Methods: To
explore the possibility that the genetic alterations of BAD might be involved
in the development of human cancers, we analyzed the entire coding region
and all splice sites of human BAD gene in 100 human non-small cell lung
cancers (NSCLC) by polymerase chain reaction (PCR)-based single-strand
conformation polymorphism (SSCP). Results: The PCR-SSCP analysis de-
tected no mutation in the entire coding regions and all splice sites of human
BAD gene in the 100 NSCLCs. Conclusion: The data presented here su-
ggested that BAD gene mutation may not contribute to the pathogenesis of
human NSCLCs. (J Lung Cancer 2006;5(1):35—38)
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Table 1. Sequence of SSCP Primer Sets for BAD

mPer;S ~xon Sequence A;;eﬁnlg? (Séz?

1A 1 F 5-GCCCCAGCTGTGCCTTGACTACG-3' 58 172
R 5-GGCCTGGCGATGTGCTTGC-3

1B 1 F 5-CAGCTCTGCAGAGAGGGGCCTGG-3" 66 195
R 5-CAGTGGGCTGGGGGTGAGGTGTC-3

2A 2 F 5'-GAGGAGCTGAGATTAACGTCGCC-3' 56 187
R 5-CTGTGCTGCCCAGAGGTTGG-3

2B 2 F 5-GGAGGACGACGAAGGGATGG3 56 187
R 5-CGGCCTGGTACTTCAGGTCC-3

3A 3 F 5-AGCTGCCATGGTAATCTAACTCA-3 58 191
R 5-GATGTGGAGCGAAGGTCACT-3

3B 3 F 5-CTCCAGCTGGACGCGAGTCT-3 62 175

R 5-CTCTTTTTGCATAGGCC-3
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Fig. 1. Representative SSCP of BAD gene in the non-small cell
lung cancers. The exon 2 of the BAD gene were amplified by PCR
using a specific primer set. The PCR products from the repre—
sentative cases of non-small cell lung cancers were visualized on
SSCP. SSCP of DNA from the non-small cell lung cancers (T)
shows no aberrant bands as compared to SSCPs from the normal
tissues (N).
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