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O LIGAND Non-peptidyl Small Molecule EPO Receptor Agonists Are Potent Pathway Selective

w Inducers Of Erythropolesis
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Figure 4. LG5640 enhances EPO activity in EPO-dependent cell lines
| NTRO D U CTIO N R ES U LTS (viability) and CD34-positive bone marrow cells (CD235a expression)
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Figure 7. LG5640 induces the expression of genes regulated by
GATA-1 during erythroid maturation in CD34-positive human bone
marrow cells. EPOR, BCL2L1 and hemoglobin A (HBA) gene
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