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Figure 2. Individual ppressive Drugs and Sites of Action in the Three-Signal Model.
Anti-CD154 antibody has been withdrawn from clinical trials but ins of i . FTY720 engagement of sphingosine-1-phosphate (S-1-P)
receptors triggers and internalizes the receptors and alters lymphocyte recirculation, causing lymphopenia. Antagonists of ct kine recep-

tors (not shown) are also being developed in preclinical models. MPA denotes mycophenolic acid.
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Med 2004;351:2715-29

FRRR D PIESTETE  REF

MBI A



