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Figure 3. S1 nuclease was added to the plasmid DNA The bplasmids were sequenced to o o kR ere (R synthesis can occur N\ gene.
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I ' the amount of nicked, linear, and supercoiled DNA : . 250+ : : 10-
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Lynch syndrome, a hereditary colon cancer. They are naturally g% 100, % 4-
present in the genomes of both prokaryotes and eukaryotes and are | A . 5 501 g =
subject to mutation due to polymerase Slippage (Flg 2) MS Figure 4. (A) Sequencing data confirms presence of [GT],, dinucleotide repeat in an unknown plasmid. 0 NP Ty e e e & <
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$ Continued Synthesis i For pure, triplex forming MS, S T There may be a correlation between nuclease sensitivity and microsatellite
3 CAGAGAGAGACACAGAGAGA— 5" o' — CAGAGAGAGAGAOAGA — & longer seq.l:.enctes szem to be Plasmid Sequence mutability, as [TTCC], produced the most nicked DNA and was also the most
(GT) (GT) more sensitive 10 Figure 6. The percentage of nicked DNA compared to the total
(Guiblet et al., 2017) * (Wierdl et al., 1997) ’ . amount of DNA is shown. The fold difference values between mUtagemC This trend carried through to the C]ZO’ [G 119> and [G]10 motifs.
Fi 1 E o5 of 3 Figure 2 (right). During replication of repetitive DNA, strands may nuclease (Flg 6) minute 10 and —S1 nuclease are shown above each construct. The most mutable sequences are also least Ilkely to be repalred by MMR
igure 1. Examples or non- dissociate and reassociate with looped-out base pairs in the primer
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