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ABSTRACT RESULTS CONCLUSIONS
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to the M2 phenotype can express tewer M2 surface markers and more M1 surface Figure 1: (a) Histogram produced by flow cytometric analysis on RAW 264.7 e 1 G868 ! 1o oatment Uro A A, a 48 hour simultaneous treatment of Uro-A with
markers following treatment with Uro-A. These findings point to Uro-A as a potential macrophages. MO cells were grown in plain media, while M2 cells received 20 1500- +000- IL-4 and IL-13 resulted In more significant
. ng/ml IL-4 and IL-13 treatment. (b) Fold changes in expression of Arginase-1 and Bl Iso Bl Iso :
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findings may have implications in the use of Uro-A in cancer settings. ose : 1000- = oo £ = oA 3774 cells as well as on primary BMDMs.
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