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OVERVIEW

Glioblastoma(GBM) Is the most prevalentmalignantbrain tumor
among adults with a grim 5-year survival rate of 8-15 months
Despite Temozolomide(TMZ) being the primary treatment,more
thanhalf of patientsdo notrespondemphasizinghe urgentneedfor

newinsights

Using Matrix Assisted Laser Desorption/lonization mass
spectrometryimaging (MALDI MSI), we identify distinct N-
glycosylationchangesn GBM andN-glycansassociateavith TMZ

resistance A

Our Investigation includes
matched  primary and
recurrentGBM tissues(n=4),
alongside nontumor brain
(NTB) sampledrom epileptic
patientsascontrols(n=2) (A).

Additionally, a SCID mouse
model was usedto elucidate
the effectsof TMZ on brain

tumor Initiating cells

(BTICs), implanting patient
derived BT73 and BT73R

cells into mouse brains and

administeringTMZ treatment
according to established
protocols(n=3) (B).
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CONCLUSION
&
FUTURE DIRECTIONS

This studyunveilsthe complexinterplayof glycosylationpatterns,

tumor recurrence and

not only offer potentialprognosticinsightsbut also pavethe way
for personalizedliagnosticandtargetedherapiesn GBM.
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