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The management of osteoporosis

Dae Ho Lee

Depariment of Internal Medicine, Jeju Nationa! University School of Medicine, Jeju, Korea

The prevention and treatment of osteoporosis is challenging in the elderly. Both early evaluation and proper management are
very important to prevent an osteoporotic fracture. Recent development of the newer and sironger anti-resorplive agenis is
somewhat promising. However, many guestions remain with regard to the treatment of osteoporosis: the selection of drugs, the
duration of treatment, safely, side elects. Powerful aminobisphosphonate can cause osteonecrosis of the jaw. The increase in
bone mineral density due {o bisphosphonates accounts for only a quarier of their antifracture action. The evaluation of bone
mineral density is not a perfect method, And, blood or urine markers of bone formation or resorption are easily affeclted by
varioustactors. The follow—up interval after the initiation of drug treatment needs to be seltled down. And, other supportive
measures also need to be added to manage osteoporosis effectively, This communication discusses about such issues which
have been appearing in recent publications. (J Med Life Sci 2010:7:35-40)
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- Women in the menopausal transition if there is a specific
risk factor associated with increased fracture risk such as
low body weight. prior low—irauma fracture. or high-risk
medication

- Adults who have a fracture after age 50

- Adults with a condition (e.g.. rheumatoid arthritis) or
taking a medication {e.g.. glucocerticoids, 5 mg/day for 3
months) associated with low bone mass or bone loss

- Anyone being considered for pharmacologic therapy for
osteoporosis

- Anyone being treated for osteoporosis, to monitor
treatment effect

- Anyone not receiving therapy in whom e\."idence of bone
loss would lead to treatment

- Consider postmenopausal women discontinuing estrogen
for bone densily testing
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Figure 1, WHO fracture risk assessment tool (FRAX®).
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be considered for treatment, if presenting with one of the

following:

- A hip or vertebral (clinical or morphometric} fracture,

+ Other prior Fx and low bone mass (25 { T { -1.0 at
the femoral neck, total hip. or spine),

+ T-score = -2.5 at the femoral neck, fotal hip, or spine
after appropriate evaluation to exclude secondary causes,

- Low bone mass and secondary causes with high risk of
Fx (eg. glucocorticoid use or total immobilization).

+ Low bone mass and 10-year probability of hip Fx =3%,
or a 10-year probability of any major osteoporosis—
related Fx = 20%based on FRAX®

Postmenopausal women and men aged
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Table 1. Prospective Evidence Regarding Site—Specific
Fracture Risk Reduetion
Evidence 1or Site-Speclfic Fracture Alsk Reduction
Therapy
Vertabral Nan-veriebrat Hip
Riaedronate v ¥ v
Algndronate v v ¥
Ibandeanate v V7 -
Zajodronlc acld v v
Estrogen v v v
Antoxlisn v - -
Caicltonin v - -
Teriparatlde v ¥ -
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Table 2. Bisphosphonates

Dosage Forms Nitregon=
containing
5=, 10~, 35-, 40~, and 70~mp Yas
tablots:

10 mp/75 mi oral solution

Fosarnax olus O 70=mg and 2800-U Ye3
chatscalciterol tabtet

Generic Nems Brend Neme

Alendionato sodlum Fosamax

Alendronate sodium
plus vitamin D3

Pamidicnale disodl Argdia 30-, 60—, end 80-mg viatst Yog
Risegronate sodium Actonel 8-, 30~. rnd 35-mg tablets Yes
Risedronate sodium Actonsl whth 35-mo ond 500-mo calcium Yea
otus calclum cgicium tablets
Zoledronic acid Zomaela 4-mp vialt Yes
thandronaie sodum Bonkva 2.5-mq tablst Yeu
150-mp tabie
3 mg/3 mi.t
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Table 3. Management Recommendations

Patlent Catagory Treeiment Recommendsatlons

Group 17

Patlenis aboul to bagin
aminoblsphasphonate
therapy

Troat activo oral infections, stiminate slies at high risk tor Infection
{partialy impaciad wisdom teath, nonrosiorobit teath, of teath with
substantizl pedodontal bone loss)

Encourage routine dantai cere

Portorm blannun! grp! examination and dental cleaning

Minimize parlodontal inflammation

Provids 1outing resicrative cere of carlous 1eeth

Pravide endodontic thernpy of nonsatvagsobly teeth

Group 2!

Patlents without
ostecnoceosix of the
Jaws whe aia recelving
(¥ aminoblsphosphonnio
thorapy

Losa than 3 months ol diup therapy: Seme a3 above lor group |
Mare than 3 menths of drug thorapy:

Soex cangervative atiernothves to surgical orocedures {endodontic
Marepy with of without dacoronation. scaling, ant de’ bridement)
wiih eporgprinte kecn! and systemic antibiotics

Parterm extractions and cther surgary using minkmal bone
manipulation with appropriste keal and systamic antiblotica: fotiew
up lo ensure hoaling

Group 3:

Patlants with
ostoonacrozia of (Re
Jaws

Same as sbove ioe group 2 with moee than 3 months of ¢nrg therapy

Considar addftional Imeging studies, such as compuled tomography

£60N8.

Parlorm consarvotiee remival of dand bons as necessery with minimad
frauma 10 adjacent harc and soft tissues

Prascribo ora? rinyes {0.12% chiemaxkding (inse. rydiopon oeroxido}

Systemic anublotic therapy {monciheragy of combination theresry with
bata-tactem, . . and/or
clindamycin)

Prescribe sysiomic analgesics as ndicatsd

Conalder a soll acryiic stent

Suggest oi ian of

henats or undarlying disoase propressss

tharopy unti! ostaonecrosis

- Errors in measurement

- Inadequate dosage or abscrption, problems related to
medication-taking behavior

- Unrecognized secondary etiologies (eg, vitemin D
deficiency. low intestinal absorption. hyperparathyroidism)
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Table 4, Bone turnover markers

Bone Commarcial Monuiacture | premenopausa | Intra- Inter=
tuznover oasay r ] Individu | assay CV
marker refarenco ol (%)
intervel {(B5%} [CV (%)
Sarum CTX | p-Crosslaps Roche 0.t10-0,659 wgfL [ 9.6 t.6-7.6
ECLIA Disgnostics
B-Crosslensy IDS Nordic 0.012-0.738 54-8.1
ELISA Blosclence | wofl .
Urina NTX | VITROS NTx Ortho Chinical | 13.9-56.9 nMAL | 17.2 298-109
Oisgnastics BCE
BALPY Ostase IEA Beckman 4.5-15.7 pofl 6.2 3.2~64
Coutier Inc
Serum Towat PINP, ECLIA  { Roche 15.2-60.8 vofl. | G.8 2.1-4.5
PINP Disgnostics
Serum N=Mid osteoca'cin, | Roche 43 gl 7.2 1.1-6.5
ostaocalcl | ECUA Disgnostics
n Intact ostgocalcin. | immufite. 3.841.8 w0/l 5.1-9.9
CUA Siomens 7.25=11.84 puil
Healthcare
Dingnostica
C1X: C-teoDattion of tyoe | Collason, NTX: N-teooeptids o tyos | collagen, BALP: bivw-0eci!C atane
ohootito. PIRP: K-temina propanics of Tyo | procollegen.
(-1l Y] ECUA! ELISA: anryma-Hrrord
ey 1EA ey AT BCE! boane colkagon squivaents,

Figure 2. Possible algorithm for monitoring postmenopausal
osteoporotic patients under therapy,
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BRM= bong mesomiion marker
BFM= bone formation marker
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