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INTRODUCTION RESULTS

Figure 5. GB001 prevents PGD,-induced CD11b upregulation

Figure 1. Gating strategy for analysis of eosinophils

Gated on CD4-CD8-

Basal and PGD,-stimulated levels of
DP,, CD11b and eosinophil shape

D1PRE, Day 1 prior to GB001 dosing; D, day; H, hour, POST, post-GB001 dosing.

Figure 3. GB001 profoundly inhibits PGD,-induced internalization of DP,
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* Over the 7 days of GB0OO01 treatment, background levels of DP, on eosinophils
increased (black - Figure 4), suggesting that GBO01 may be inhibiting a tonic signal
that drives lower cell surface receptor levels
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These data suggest that DP, receptor blockade with GBO0O1 may attenuate
eosinophilic inflammation in diseases like asthma and chronic rhinosinusitis

* Whole blood from healthy subjects (N = 50) was treated ex-vivo with PGD, or left
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* Treatment with GB0OO1 did not alter the number of circulating eosinophils in these
patients (Figure 2)
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