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Figure S6. Effects of PCR bias on the results of lllumina-based LM-PCR. The average restriction
fragment sizes generated by clonal transposon insertions in CD4-SB (A) or Vav-SB tumors (B) is
shown. This clearly shows preferential amplification of smaller junction fragments as they are more
abundant than expected given the size distribution in the genome (shown in red). However, this trend
appears to be similar in junction fragments that were identified as clonal (white circles) or subclonal
(gray circles) transposon insertion sites. (C) Based on the range of product sizes that are
preferentially amplified (A-B, gray box), we determined the percentage of genomic TA sites that would
be subject to negative PCR bias in all four libraries. While PCR bias is evident, it does not appear to
dramatically affect the identification of clonal transposon insertion sites. (D) The majority of clonal

sites were identified as clonal in at least three of the four junction libraries generated for each tumor.





