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migration was examined by transwell assay followed by crystal violet | Figure 3: Radiation induces increase of B-1,6 branching structures. (A) Blotting using the L-PHA do not appear to change in 5Gy F1 progeny compared with those Control F1. Confirming that
staining. lectin indicated increased global expression of B-1,6 glycans branched irradiated progenies. (B) result in (B) Analysis by flow cytometry using the same lectin and quantification also indicated no

. Analysis by flow cytometry using the same lectin and quantitation of fluorescence intensity showed a increase in fluorescence intensity of such structures. Mean + S.E.M. (N = 3). As well as there was
RESULTS: Our preliminary results have shown that the progeny of HT-29 significant increase in the expression of the same arrangement in the irradiated progenies. (C) no change in (C) levels of expression of MRNA ST6Gall F1 5Gy. Mean +S.E.M. (N = 2).

colorectal cancer cells displayed both mesenchymal-like features and  MGATS mRNA expression levels also increased in F1 5Gy. Mean +S.E.M. (N = 3), * P <0.05; ** P <0.01.
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inhibited cell migrationin HT-29 progenies.
CONCLUSION: Additionally, our in vitro results have suggested that the
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Figure 6: Subcellular localization of E-cadherin and N-glycan branching by

biosynthesis of N-glycans appears to be a potential therapeutic target to
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e Figure 5: B-1,6 branched N-glycans are increased in E-cadherin from F1 5Gy cells. (A) 2D and (B) well as reducing marking of E-cadherin (red). Representative data from a single experiment.
';‘ ";"T $ $ 1D electrophoresis were performed to evaluate E-cadherin expression and glycosylation.
FUTS @ Reduced expression of E-cadherin in F1 5Gy progenies was accompanied by increased expression ™ trast T
Y ? q\fu in B-1,6-branched N-glycans (L-PHA positive N-glycans), suggesting that E-cadherin is ase contras cacherin
hyperglycosylated in these progenies. Representative data from two independent experiments.
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Figure 11: Monitoring the efficiency

——t of post-treatment irradiated by

Epithelial Mesenchymal-like flow cytometry using L-PHA lectin.
(A) Analysis of post-treatment with
swainsonine irradiated in a time of
24 hours and (B) 48 hours after
irradiation is capable of inhibiting
the synthesis of B-1,6 branched N-
glycans structures.

Figure 2: Cell Morphology by phase contrast microscopy. The progenies derived from
irradiated cells showed an mesenchymal-like phenotype with abnormal colony formation
and more dispersed cells when compared to control progenies.
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