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INTRODUCTION RESULTS CONCLUSIONS

« Background: Lymphoma is a cancer of the lymphatic system, with two

main types: Hodgkin and non-Hodgkin.! Mutations can start in the
lymphatic system and then metastasize to the liver, brain, and bone

marrow. Conventional treatments for lymphoma, include chemotherapy,
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The literature confirmed that the N-acetyl-D-galactosamine (GalNAc)
moiety Is the most effective glycosylation inhibitor. As such, Benzyl-a-
GalNAc Is the most used inhibitor of O-glycosylation in lymphoma cell
lines and the least expensive. The most effective GalNAc analog for

articles were examined to see if a particular inhibitor was used to
decrease overall glycosylation patterns on the self surface. The article
by Dwivedi et al. 2018 was considered.

* A second search was done using the keywords: “Lymphoma”,
“Glycosylation Inhibitor”, and “O-glycosylation”, using the Boolean
operator “AND". This resulted in 6 articles. Articles from the last 10
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* The study compared the uptake of DOPC and DOPC/LE by U937 cells
during a 15-minute incubation period. Utilizing an unpaired t-test with Welch's

years were excluded, leaving 1 article by Suzuki et al. 2015 to be —~ 2500- | correction as the statistical method, assuming a Gaussian distribution using doi:10.1016/).chembiol.2004.02.023
considered. parametric tests, the analysis determined a p-value of 0.031. The results
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