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Background and Objective Results (cont.)
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A modest decrease in bone formation on treatment with odanacatib was included Odanacatib Effects on Bone Resorption and BMD
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odanacatib inhibition of osteoclast apoptosis rate to reflect an increase in osteoclast
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numbers during therapy. Results from preclinical rhesus monkey studies indicate that . ) of therapy.
odanacatib treatment can lead to increased numbers of mature osteoclasts and was = - . F‘"i rE e |
the basis for including this element in the model. e e * The model also suggests that odanacatib at most only modestly
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