Inhibitory Activity of Globo H and SSEA-4 on Activated T-cells
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Uptake of GHCer and stage specific embryonic antigen-4 (SSEA-4) ceramide (SSEA-4Cer) by T-cells GHCer and SSEA-4Cer induced T-cell suppression is primarily through reduction of CD8+ T-cell proliferation GHCer and SSEA-4Cer inhibited T-cell activation-related signaling

BACKGROUND
* Globo H (GH) and stage-specific embryonic antigen-4 (SSEA-4) are Globo-series glycosphingolipid

Figure 2. Uptake of GHCer and SSEA-4Cer by T-cells. Figure 5. GHCer and SSEA-4Cer inhibit proliferation of CD8+ T-cells.

Figure 7. GHCer and SSEA-4Cer interfered with T-cell receptor-mediated sighaling.
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