Spatially Resolved Lipidomic Profiling of Ovarian Cancer Using
Ultrahigh Resolution Mass Spectrometry Imaging
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Introduction Results
Ovarian cancer (OC) is one of the deadliest cancers among Spatial Segmentations Images of Some Lipid Features
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progression and metastasis remains unclear. We conducted
spatially resolved lipidomic profiling of ovarian cancer tissues
collected from a double-knockout (DKO) and a triple-mutant DKO
(TKO) mouse models. To investigate lipid distributions and
alterations during OC development and progression, we
performed MALDI imaging experiments on tissue sections in an
ultrahigh resolution FTICR mass spectrometer and compared DKO
the profiles between DKO and TKO tissues using PCA and
other multivariate techniques. Comparisons against control
animals were also conducted with the aim to identify altered
lipidomic pathways and better understand OC progression. TKO
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