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ΠΕΡΙΠΣΩΗ 3θ 



• Γυναίκα 72 ετϊν  

• Β = 59kg, Τ = 158cm, ΒΜΙ = 23.6kg/cm2  

• Iςτορικό κατάγματοσ ΑΡ ιςχίου 2013  

• Ζναρξθ Denosumab ςε ςυνδυαςμό με Ca+D από το 2014 λόγω 

χαμθλισ ΟΠ μζχρι τζλουσ 2015 

• Σο 2016 ςταμάτθςε τθν αγωγι για προςωπικοφσ τθσ λόγουσ 

και τον 2/2017 παρουςίαςε πολλαπλά κατάγματα ςτθ  (7) 



• Αναφζρει από το ιςτορικό τθσ: 

ιπιο μυελοδυςπλαςτικό ςφνδρομο 

ςφνδρομο Sjogren’s χωρίσ αγωγι 

 

 



Ποιά είναι τα επόμενα βιματα;            

• Ορκοπαιδικι αντιμετϊπιςθ 

• Εργαςτθριακόσ ζλεγχοσ 

– Ο εργαςτθριακόσ ζλεγχοσ μετά τα 

κατάγματα ιταν  χωρίσ ιδιαίτερα 

ευριματα εκτόσ από μια εξζταςθ 

• ΜΟΠ 



P.D. Miller, R.B. Wagman, M. Peacock, et al., Effect of denosumab on bone mineral density and biochemical markers of bone turnover: six-year results of a phase 2 clinical trial, J Clin Endocrinol Metab 96 (2) (2011) 394–402. 
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(2011) 972–980. 
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• 24 μετεμμθνοπαυςιακζσ γυναίκεσ 

• 8 – 16 μινεσ μετά τθν τελευταία δόςθ denosumab 

• 4,7 κατάγματα/αςκενι 

• 83% χωρίσ προθγοφμενθ κεραπεία 

• 33% με προθγοφμενο ςπονδυλικό κάταγμα 

• Αποτυχία κυφοπλαςτικισ (5 αςκενείσ) 

 





Position statement ECTS 

• Ιςχυρότεροσ προγνωςτικόσ παράγοντασ: 
ςπονδυλικά # προ ι κατά τθ διάρκεια 
τθσ κεραπείασ 

 

• Μικρότερθ αφξθςθ ΒΔΟΜ ςε αςκενείσ 
με προθγοφμενθ αγωγι με ΔΦ 

B. Uebelhart, R. Rizzoli, S.L. Ferrari, Retrospective evaluation of serum CTX levels after denosumab discontinuation in patients with 
or without prior exposure tobisphosphonates, Osteoporos Int (2017) epub ahead of print http://dx.doi.org/10.1007/s00198-017-
4080-6 

 

• Διατιρθςθ τθσ αφξθςθσ τθσ BMD ςε 
αςκενείσ που ςυνζχιηαν με ΔΦ 

B.Z. Leder, J.N. Tsai, L.A. Jiang, H. Lee, Importance of prompt antiresorptive therapy in postmenopausal women discontinuing 
teriparatide or denosumab: the denosumab and teriparatide follow-up study (DATA-Follow-Up), Bone 98 (2017) 54–58. 
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• A study addressing the question of 
whether a single infusion of zoledronic 
acid can prevent the increase in bone 
turnover and decrease BMD after 
discontinuation of denosumab is 
currently ongoing (NCT02499237). 



DENOSUMAB για πόςο καιρό και μετά τι; 

• 5 ζτθ 

– High-risk (…):  

1. >>> 10 ζτθ 

2. Teriparatide (όμωσ… DATA-switch study) 

3. 5 years of oral or 3 years of intravenous bisphosphonates should be 
considered 

– Low-risk: 

1. BPs 

2. >>> 10 ζτθ 

 



 

…Patients and physicians should be 

advised against discontinuing 

denosumab without evaluation and 

consideration of an alternative 

therapy, especially in those patients 

considered at high fracture risk… 

 



ΓΙΑ ΣΗΝ ΙΣΟΡΙΑ… 

• Αυξθμζνθ τρυπτάςθ οροφ 



ΠΕΡΙΠΣΩΗ 4θ 



• Άνδρασ 60 ετϊν, τρόφιμοσ του ψυχιατρείου (Δαφνί)  

• εμφάνιςε αιφνίδιο άλγοσ ςτθ οςφφ  

• ζγινε ορκοπαιδικι εξζταςθ  

• Α/α Θ/ΟΜ: ςοβαροφ βακμοφ παραμορφϊςεισ Θ12-

Ο1 ςπονδφλων 



• Ο αςκενισ πάςχει από ΧΝΑ υπό αιμοκάκαρςθ και 

ιπιο Δ2 χωρίσ αγωγι 

• Λαμβάνει πολλαπλά μείηονα νευρολθπτικά και 

αγχολυτικά φάρμακα 

• Β = 78kg, Τ = 1.73cm, BMI = 26kg/cm2 

• Επικοινωνία μζςω νοςθλεφτριασ 



Εργαςτθριακόσ Ζλεγχοσ 

• Οςτικι Πυκνότθτα:  

αυχ. μθριαίου: 0.642g/cm2, Σ-score=-3.3 

oλικό ιςχίο: 0.730g/cm2, Σ-score=-2.8 

• HT=38%, TKE=28/mm,  

• Glu=130g/dL, HbAc1=6.9 



• Ηλεκτροφόρθςθ λευκωμάτων = χωρίσ ευριματα 

• TSH=2.3, Ca=8.8, P=4.9, PTH=180, ALP=80 (35-104), 

OC=20 (14-45), 25(OH)D3=21ng/ml 



ΠΟΙΑ ΕΙΝΑΙ Η ΠΡΟΕΓΓΙΗ; 





Πάςχει ο αςκενισ από Οςτεοπόρωςθ; 



Οςτικι νόςοσ ςτθ ΧΝΑ 

• ΝΕΦΡΙΚΗ ΟΣΕΟΔΤΣΡΟΦΙΑ  

– Β’πακισ υπερπαρακυρεοειδιςμόσ 

(ινϊδθσ οςτείτιδα) 

– Αδυναμικι οςτικι νόςοσ 

– Μικτι νόςοσ 

– Οςτεομαλακία 

– Αγγειακζσ επαςβεςτϊςεισ 

– Διαταραχζσ μετάλλων 



Οςτικι νόςοσ ςτθ ΧΝΑ 

• Chronic Kidney Disease–Mineral and Bone 

Disorder (CKD–MBD) 

– Διαταραχέσ Ca, P, PTH, vitD 

– Διαταραχέσ οςτικήσ εναλλαγήσ, 

επιμετάλλωςησ, όγκου και οςτικήσ αντοχήσ 

– Επαςβεςτώςεισ 

 T(bone turnover) 

 M(mineralization) 

 V(bone volume) 

 

 



Πάςχει ο αςκενισ από Οςτεοπόρωςθ; 

• ΧΝΝ Ι-ΙΙ >>> οςτεοπόρωςθ 

• XNN III >>> ??? 

• ΧΝΝ  IV-V >>> CKD–MBD 







Diagnosis of CKD–MBD: Biochemical Abnormalities 

 

• Monitoring serum levels of Ca, P, PTH, 

and ALP beginning in CKD G3a 

• 25(OH)D levels might be measured, 

and repeated testing determined by 

baseline values and therapeutic 

interventions 



Diagnosis of CKD–MBD: Bone Abnormalities 

• CKD G3a to G5D with evidence of CKD–MBD and/or 
risk factors for osteoporosis:  

 

– we suggest BMD testing to assess fracture risk if 
results will impact treatment decisions 

– perform a bone biopsy if knowledge of the type of 
renal osteodystrophy will impact treatment 
decisions 

– we suggest that measurements of sPTH or bALP can 
be used to evaluate bone disease because markedly 
high or low values predict underlying bone turnover 

– we suggest not to routinely measure bone-derived 
turnover markers 



Diagnosis of CKD–MBD: Vascular Calcification 

• lateral abdominal radiograph (presence or 
absence of vascular calcification) 

• echocardiogram (presence or absence of 
valvular calcification) 

• computed tomography 

 

• We suggest that patients with CKD G3a to G5D 
with known vascular or valvular calcification 
be considered at highest cardiovascular risk. It 
is reasonable to use this information to guide 
the management of CKD–MBD 



Treatment of CKD–MBD: 
Targeted at Lowering High 

Serum Phosphate and Maintaining 
Serum Calcium 



Treatment of CKD–MBD Targeted at Lowering High 
Serum Phosphate and Maintaining Serum Calcium 

• treatments should be based on serial assessments of P, Ca, and PTH 

• we suggest lowering elevated P levels toward the normal range 

• we suggest avoiding hypercalcemia 

• In patients receiving phosphate-lowering treatment, we suggest restricting the dose of calcium-based 
phosphate binders 

• we recommend avoiding the long-term use of aluminum-containing phosphate binders and, in patients with 
CKD G5D, avoiding dialysate aluminum contamination to prevent aluminum intoxication 

• we suggest limiting dietary phosphate intake in the treatment of hyperphosphatemia alone or in combination 
with other treatments 

• In CKD G5D, we suggest increasing dialytic phosphate removal in the treatment of persistent 
hyperphosphatemia 



Treatment of Abnormal PTH Levels in CKD–MBD 

• In CKD G3a to G5 not on dialysis, the optimal PTH level is not known. However, we suggest that patients with 
levels of intact PTH progressively rising or persistently above the upper normal limit for the assay be evaluated 
for modifiable factors, including hyperphosphatemia, hypocalcemia, high phosphate intake, and vitamin D 
deficiency 

• In CKD G3a to G5 not on dialysis, we suggest that calcitriol and vitamin D analogues not be routinely used. It is 
reasonable to reserve the use of calcitriol and vitamin D analogues for patients with CKD G4 to G5 with severe 
and progressive hyperparathyroidism 

• In CKD G5D, we suggest maintaining iPTH levels in the range of approximately two to nine times the upper 
normal limit for the assay. We suggest that marked changes in PTH levels in either direction within this range 
prompt an initiation or change in therapy to avoid progression to levels outside of this range.  



Treatment of Abnormal PTH Levels in CKD–MBD 

• In patients with CKD G5D requiring PTH-lowering therapy, we suggest calcimimetics, calcitriol, or vitamin D 
analogues, or a combination of calcimimetics with calcitriol or vitamin D Analogues 

 

• In patients with CKD G3a to G5D with severe hyperparathyroidism (HPT) who fail to respond to medical or 
pharmacological therapy, we suggest parathyroidectomy 

 



Treatment of Bone With Bisphosphonates, Other 
Osteoporosis Medications, and Growth Hormone 

• In CKD G3a to G3b with PTH in the normal range and osteoporosis and/or high risk of fracture, we 
suggest treatment as for the general population 

 

• In CKD G3a to G5D with biochemical abnormalities of CKD–MBD and low BMD and/or fragility 
fractures, we suggest that treatment choices take into account the magnitude and reversibility of 
the biochemical abnormalities and the progression of CKD, with consideration of a bone biopsy. 





Για τον αςκενι μασ… 

• ΜΟΠ όχι απαραίτθτθ 

• Μείωςθ πρόςλθψθσ P 

• Ανάλογα vitD 

• Σακτικι παρακολοφκθςθ Ca, P, PTH, vitD 

 



ΕΤΧΑΡΙΣΩ ΓΙΑ ΣΗΝ ΠΡΟΟΧΗ Α!!! 


