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INTRODUCTION RESULTS
Table 1: pERK Activity Following FGF21 and BI089-100
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. . . . . . Q. = v KLB=co-receptor B-Klotho; ND=not determined; pERK=protein kinase R-like endoplasmic reticulum kinase; SD=standard deviation.
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recombinant human FGF21 (rhFGF21), BIO89-100; FGF19; as well w0l e FGFRA —a BIO89-100 were essentially inactive.
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respectively, in L6 cell system transfected with and overexpressing F e o — in cells expressing FGFR1c and was with
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L6 rat skeletal muscle cells (ATCC was not active in any of the cell lines FGF23, the negative control was not active

CRL1458) were transduced to Stab|y C. (N=1 experiment, Panel B). in any of the cell lines.
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2c, 3c and FGFR4) by lentiviral-mediated o BIO89-100 induced downstream signal activation in an FGF21-like fashion,
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extracellular signal regulated kinases B . . .
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	BIO89-100, a novel glycoPEGylated Fibroblast Growth Factor 21 (FGF21) analog activates FGF receptors (FGFR) 1c, 2c and 3c but not FGFR4 in L6 cells transfected with the four different human FGFRs and beta-Klotho (KLB)

