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Changes of Markers of Bone Turnover after 6-month Treatment
with HRT and Fluocalcic® in Postmenopausal Osteoporotic Women

Jae Rak Hong, Heung Yeol Kim

Dept. of Internal Medicine Vetran Hospital, Busan,

bept. of Obstettrics & Gynecology, Kosin university College of medicine, Busan, Korea

———— Abstract

Background ; Fluoride is one of the most potent but least well understood stimulators of bone formation in vivo.
Bone formation was shown to arise from direct effects on bone cells Treatment with sodium fluoride increased
proliferation and alkaline phosphatase activity of bone cells in vitro Although fluoride has an ability to increase BMD
at lumbar spine, it does not result in a reduction 1n vertebral fractures. After the introduction of monfluorophosphate
instead of NaF there is a revival of the use of fluonide in the treatment of osteporosis Methods ; We evaluated 40
postmenopausal osteoporotic women who visited and treated with Fluocalcic® and HRT for 6-months at climacteric
clinic in Busan Vetrans Hospital & Kosim Gospel Hospital from Jan 2001 to Jul 2002. Markers of bone turnover were
obtained and compared with 60 postmenopausal osteoporotic women treated with 10mg of alendronate and HRT for
6-months. Results ; Compared with the baseline value. markers of bone turnover of the subjects who treated with
alendronate and HRT were decreased significantly after 3-month. But those of the subjects treated with fluoride were
not decreased significantly. And changes of those markers after 6-month compared with baseline value were
significantly decreased in subjects treated with alendronate and HRT but not in those treated with fluoride and HRT.
Conclusion ; Resorption and formation of bone are known that processes are coupled with each other Our data
revealed that markers of bone tumover didn't significantly changed after combined therapy of fluoride and HRT. So
combination usage of Fluocalcic®(bone formation agent) and HRT (bone resorption inhibitor) couldn't change the one
process specifically.
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o]t (Table 1)

Table 1. General characteristics of the subject

Variables Alendronate  Fluocaicd Total
Age(yrs) 537+38 35.4+64 54 1+5.1
YSM(yrs)¥ 7.2+47 8.6+53 74+5.0
Height(Cm) 156 2+6 2 1546+57 1554460
Weight(Kg)* 572+69 61 5+738 59.4+7.4
BMI(g/m)**# 24,243 1 24,643 24.4+3.4
Gravidity(No) 5.4+27 42422 4825
Delivery(No) 29+16 3.4+1.4 3.2+¢1.5

*P<(),01, **P<0.05, by independent sample t-test

¥ . Years since menopause, ¥ . Body mass index
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Table 2. BMD and markers of bone turnover of the subjects

Variables Alendronate Fluocalcic Total
BMD* 0.728+0.063  0.721+0.057 0.725+0.060
Osteocalcin 7.7+3.2 8.1+4.3 79+3.8
Total Alk-P 88.2+238 92 8+29.1 90.5£26.5
DPYD# 9.6+3.6 R.4+4.1 9.0+39

P=NS, by independent sample t-test
+ ; Bone mineral density (gm/cif)
¥ ; Deoxypyndinolne (nmol/nmol Cr)
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Table 3. Changes of markers of bone turnover after 6-Month
treatment

Group Marker Before After
Alendronate Osteaclcin 77432 3.6+4.7%
Alk-Pt 87.0£238 61 3x12.7%*
DPYD# 9.6+3.6 6.9+2 4%
Fluoccalcic Osteocalcin 81x43 6.9+4.1
Alk-Pt 92 8429 1 83.3£256
DPYD# 84+4.1 7.6%3.2

* P<0,05, **P<0.001, by paired sample t-test
+ ; Total alkaline phosphatase (IU/L)
¥ 5 Deoxypyridinohne (nmol/nmol Cr)
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