£ sSHIMADZU

Excellence in Science

No. 12-M0-482-K

MALDI-TOF Mass Spectrometry Analysis MALDI-8030

Dual Polarity Benchtop MALDI-TOF
0|83t gy 22| mr

2 M| MALDI-80302

2| QE|=29| Negative mode £4

Negative Mode Analysis of Synthetic Oligonucleotides using the MALDI-
8030 Dual Polarity Benchtop MALDI-TOF Mass Spectrometer
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