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Anti-resorptive Agents
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RANKL Antibody/RANKL: 
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of the ASBMR, Montreal 2008. Abstract 1286.
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Cummings SR, et al. N Engl J Med. 2009;368:756-765
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Bazedoxifene: “BZA”:
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Anti-Scleros
Anti-sclerostin antibody – firs
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Cathepsin K Inhibitor –
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Ostabolin-C – Cyclic Ay

Phase II trial results – 1-year 
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Calcium Receptor (CaR) 

Antagonism of the CaR in
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PTH secretion
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Treatment:
Safe and effective th

Antiresorptive agents
Prevent bone loss and prePrevent bone loss and pre
 Improve quality of bone
Reduce the risk of vertebra
Alendronate, risedronate, z

proven to reduce the risk o
A b li t hPTH [1 34] (tAnabolic agent: rhPTH [1-34] (te
 Increases bone density an
 Improves quality of boneImproves quality of bone
Reduces the risk of verteb
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: Summary
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al fractures (all agents)( g )
zoledronic acid and denosumab 
of nonvertebral and hip fractures
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nd size
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e most appropriate drug to use



Drugs to Treat
Cost per  

Agent year1

Raloxifene          $976*

Calcitonin        $1,517*       

Brand alendronate   $1,103
Generic alendronate $108

Risedronate     $1,110,

Ibandronate (oral)   $1,024
Ibandronate (IV)      $1,938

Zoledronic acid   $1,249

Teriparatide    $9,786

1 AWP (Average Wholesale Price) varies by region and distributor
* Medi-Span Drug Data. Price Rx® Prescription drug database (Acce

Red Book: Pharmacy’s Fundamental Reference. Thomson Medical 

: antifracture efficacy proven in clinical trial        --: 

t Osteoporosis
           Effect on Fracture Risk

Vertebral     Nonvert      Hip
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               -- --
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    

  --

essed 30 October 2009)
Economics: Montvale, NJ. 2007.

antifracture efficacy not proven in clinical trial


