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Approximately 70% of patients with advanced prostate cancer have bone metastases, which are
associated with considerable skeletal morbidity, accompanied by severe bone pain that requires
narcotics or palliative radiation therapy, pathological fractures, spinal cord compression and
hypercalcemia of malignancy (HCM), which consequentiy lower the patient’s quality of life.
Bisphosphonates, potent inhibitors of osteoclast activity and survival, therefore inhibiting osteoclast-
mediated bone absorption, transiently palliative bone pain and decrease analgesic usage in patients
who have hormone-refractory prostate cancer (HRPC) with bone metastases. Recently, a randomized
controlled trial showed that a third-generation bisphosphonate, zoledronic acid reduced bone pain and
skeletal-related events (SREs). In this manuscript, we reviwed the efficacy of bisphosphonates in
HRPC with bone metastases from several clinical studies and discuss treatment of advanced prostate

cancer with bisphosphonates.
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1 E L. E SRE %354 (%) 38 49 0.028

B&# SRE 2 5 £ THOHH (H) 488 321 0.009
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Table 2. Zoledronic acid @ & # 48 ¢+ (3rd
International Consultation on Prostate
Cancer)
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Type I collagen degradates
1. Pyridinium cross-links
Urine pyridinoline (PYP), deoxypyridinoline (DPD)
2. Pyridinium cross-linked collagen peptide fragment
(Digested by Cathepsin K)
Urine or Serum OC-terminal telopeptide (CTx), N-
terminal telopeptide (NTx)
(Digested by matrix metalloproteinases)
Serum C-terminal telopeptide (ICTP)
3. Galactosyl hydroxylysine (GHYK)
4. Hydroxyproline
Non-collagenous protein in bone componet
Bone sialoprotein (BSP)
Enzyme secreted from osteoclast
Tartrate-resistant acid phosphatase 5b (TRAP 5B)
BRB =7 —
1. Type I procollagen propeptide
N-terminal propeptide fragment (PINP)
C-terminal propeptide fragment (PICP)
2. Alkaline phosphatase
Total alkaline phosphatase (ALP)
Bone-specific alkaline phosphatase (B-ALP)
3. Osteocalcin ; bone gla protein (BGP)
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