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Congenital Anomalies is an assay in development that can

simultaneously determine CN and methylation status of these regions Figure 1. DM025 Congenital Anomalies content. The iDMRs targeted by this probemix are listed per chromosome, as well as
(Figure 1). the imprinting disorders associated with these regions (left). Examples of microdeletion and microduplication syndromes
associated with the regions targeted by this probemix are also provided (right).
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Figure 5. Samples positive for imprinting disorders. Ratio charts showing the results of one digested control sample (top) and four samples positive for imprinting disorders
(bottom). The range of accepted ratios for CN probes is shown in gray. Results of all ssmples are normalised over undigested control samples. Results were confirmed with
methylation-specific SALSA® MLPA® probemixes (MEO30 BWS/RSS and ME028 Prader-Willi/Angelman).

For further information, please contact
Lisette Stolk at l.stolk@mrcholland.com or Irene Zwarts at

L.zwarts@mrcholland.com e SALSA® digitalMLPA™ Probemix DMO025 Congenital Anomalies provides a quick and easy
solution to reliably detect CNVs and methylation status in a single assay.

digitalMLPA is for research use only. Not for use in e This assay identified the methylation status in control and positive samples and confirmed
diagnostic procedures. deletions and duplications in positive samples with known aberrations (Coriell).

The product described concerns a test version that e Further testing including additional positive DNA samples is needed.
is not available for general purchase.




