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Bone remodeling

REMODELING involves the removal of discrete packets of old bone ,replacement of
these packets with newly synthesised protenaceous matrix and subsequent

mineralization of the matrixto form new bone . ( fernandez —tresguerres —hernandez
et.al 2006 )
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Funzione del remodeling

Il rimodellamento o0sseo consente un continuo
riassemblaggio della struttura e della massa ossea
sostituendo tessuto vecchio con tessuto nuovo che viene
successivamente mineralizzato

Il rimodellamento osseo comincia con il riassorbimento,
operato dagli osteoclasti seguito dalla neoformazione
operata dagli osteoblasti

Il rimodellamento
e finalizzato a mantenere la resistenza dell’'osso
rimuovendo i microdanni




Remodeling ottimale = massima resistenza

Turnover insufficiente Turnover eccessivo

* Accumulo microdanni * aumento degli stress risers (zone
* aumentata fragilita da deboli)

eccessiva mineralizzazione ' aumento c_ie.lle. perfo_rqzmm
* perdita di connettivita trabecolare

Resistenza
ossea

Range fisiologico

—

Turnover osseo
Adapted from Weinstein RS. J Bone Miner Res 15: 621, 2000
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Full Length Article

Morphometric vertebral fractures in breast cancer patients treated with ,.¢; 207 16715
adjuvant aromatase inhibitor therapy: A cross-sectional study
Rebecca Pedersini *”, Sara Monteverdi *°, Gherardo Mazziotti ¢, Vito Amoroso **, Elisa Roca?,

Filippo Maffezzoni %, Lucia Vassalli*®, Filippo Rodella®", Anna Maria Formenti %€, Stefano Frara |,
Roberto Maroldi ¢, Alfredo Berruti %, Edda Simoncini °, Andrea Giustina *
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Groups Patients Patients with  p-values
without VFs VFs
Age (years) Al-naive 64 (41-81) 68 (52-83) 0.002
Al-treated 65 (51-85)" 66 (57-77) 0.52
BMI (kg/m?) Al-naive 26 (18-39) 24 (18-34) 0.10
Al-treated 25 (16-37) 27 (18-34)"  0.08
Prior chemotherapy Al-naive 38 (27.7%) 8 (25.0%) 0.75
(N, %) Al-treated 19 (29.2%) 12 (41.4%) 0.25
Lumbar spine BMD Al-naive  0.874 0.858 037
(g/cm?) (0.630-1.370) (0.610-1.170)
Al-treated 0.852 0.824 0.75
(0.571-1.070)" (0.670-1.101)
Femoral neck BMD Al-naive  0.700 0.643 0.04
(g/cm?) ‘ (0.540-1.072) (0.470-1.020)
Al-treated 0.679 0.707 0.19
(0.361-0.943) (0.510-0.870)
Total hip BMD (g/cm®)  Al-naive  1.000 0.927 0.007
(0.580-1.930) (0.772-1.194)
Al-treated 0949 0,955 0.82

(0.770-1.812)

(0.671-1.600)
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NUTRITION RESEARCH 39 (2017) 1-13

Available online at www.sciencedirect.com

ScenceDirect

www.nrjournal.com A

Review Article

Obesity is a concern for bone health with aging @m«sm

Sue A. Shapses®, L. Claudia Pop, Yang Wang

Department of Nutritional Sciences, Rutgers University, New Brunswick, NJ

s SFA(+], PUFA (-)
+ Calcium (-) g Er%f;‘rﬂ:l}
* PTH, PGE2 (+ .
+ 4Oxidative s{lre::ss (+) +  #GH, IGF-1 (+)
« #lnflammation{+) « S250HD !:—} .
« Cytokines: IL1B, IL6, TNFa = FGF23 + insulin (+)
+ RANKL
Fracture risk in elderly
«  Body composition
« Sedentary Lifestyle \ = pAdipogenesis
+  Immability . Miinadie loas
* Falis « Bana

+  $CL vEBMD
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The correlation between bone mineral density/trabecular bone score @Cmmrk
and body mass index, height, and weight
Young-Seong Kim ?, Jae-Joon Han P, Jisu Lee ¢, Han Seok Choi ¢, Jin Hwan Kim €,

Taeyong Lee
Osteoporosis and Sarcopenia 3 (2017) 98—-103
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Al-naive patients Al-treated patients

Fat Body Mass No. of Adjusted OR 95% CI No. of Adjusted OR 95% CI Exploratory P
Tertiles events/No. of events/No. of value for

cases cases interaction
274 tertile vs. 1* tertile 59/350 030 0.14-0-65 53/193 1.04 0.41-2.65 0.046
3 gertile vs. 1** tertile 0.50 0.25-1.01 1.97 0.84-4.62 0.014
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Abdominal Obesity and Sarcopenia during ADT

Eugonadal young man Older man on ADT

Saylor P] and Smith MR et al (2009) J Urol



Androgen deprivation therapy
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Endocrine (2015) 50:223-230 s )
DOI 10.1007/s12020-015-0525-x CrossMark

ORIGINAL ARTICLE

The fat body mass increase after adjuvant androgen deprivation
therapy is predictive of prostate cancer outcome

Consuelo Buttigliero - Federica Vana + Valentina Bertaglia -
Francesca Vignani + Cristian Fiori + Giangiacomo Osella -
Francesco Porpiglia + Marcello Tucci - Giorgio Vittorio Scagliotti -
Alfredo Berruti

Table 2 Changes in bone mineral density, total fat body mass, and total lean body mass after androgen deprivation therapy

Baseline 1 year 2 years p value

Bone mineral density L2-L4 (g/em?)

Mean (95 % CI) 0.943 (0.874-1.013) 0.933 (0.866-1.00) 0.927 (0.863-0.991) p < 0.03
Fat body mass (g)
Mean (95 % CI) 19,463 (17,143-21,783) 21,028 (18,964-23,093) 21,680 (19,427-23,932) p = 0.00

Lean body mass (g)
Mean (95 % CI) 50,216 (48,068-52.364) 49,553 (47.314-51,791) 49377 (47,247-51,507) p < 0.03
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. A 5 Cheung et al. Muscle and bone effects of ADT 21:5 R371-R39%4
Review

Muscle and bone effects of androgen
deprivation therapy: current and
emerging therapies

Ada S Cheung'?, Jeffrey D Zajac'? and Mathis Grossmann'? Correspondence
should be addressed

'Department of Endocrinology, Austin Health, Heidelberg, Victoria, Australia to A S Cheung

‘Departmenl of Medicine (Austin Health), The University of Melbourne, 300 Waterdale Road, Heidelberg West, Email

Victoria 3081, Australia adac@unimelb.edu.au
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Systemic treatment for CRPC

in 2019

Local Treatment

PSA relapse (ADT)

*

ADT + Abiraterone
ADT + Docetaxel
ADT
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Castrate-resistant MO
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Abiraterone
or Enzalutamide

Radium 223
Abi/Enza

Cabazitaxel

Docetaxel

Zoledronate
Denosumab

Metastatic Castrate-Resistant
Prostate Cancer

Metastatic Hormone-Sensitive
prostate cancer




1:/1



BN # ACC @ MED

BA\E’ER 3 7
\ R 1 3 57 # I /G',G' 1 3 /1G &|3'G>| 71 1 ACCADLMIA NAZIONALL D MEDICINA

& < % 9 9 % : % 9%
G . G& % 9 % % -

HLD O 9@ % 9% H <

H: :

E %% [/ 9 7 % F4 % #3 % % : 9 I



B # Acc @) MED

BA\E’ER
NWoR ''357 | 6G/ # A/8 ' 3G/5.3

ACCTADLMIA NAZIONALL D MEDICINA

/ 9 ) G 9 %

7% : J% H !
3 K¢ %9 %@ 9 : 9 %

69 G 9oC C D" # +C

E %% [ 9 7 % F4 % #3 % % : 9 I






%

9/

%

n n !+!

%9




E\ 3’ B $1
AYER - 7
= 6# . & 1531 sscabtananon s o1 DG
' 357 ' 13 &G'3 8/4 /1l ' 35 3 "-11 6G7'A'- 6G
' 67?7 . J %? ./0&
6 .L M"™N ON OC
19.L M "N ('N OC
L M"IN ('$N OC
1>#P M!'N ('N C
1, P ( N (IN C
, Q M N (N C !
. 9@9 D1> % #90 @ # 9 9 %99 D1, # 9 9 %99 D
0 #09 %99 . C
L6 @ C
P6 @ C
Q, H @C
/9 9C +D$ $+#)C
E %% [/ 9 7 % F4 % #3 % %: 9 !



B 3, B S, ACC@MED
BA\E’ER B ]
R 357 I3 &G3 ,1/1 R1& GM4'731 .,3 ./ 1 R A prm e

8/4 /11 .68 G'.. 5 -
: . %9 T +C$
- !/ % : . %9 T+ C
& )N C Cl#cC"
OocC
o3 _
¥
X
I 1
., %9 H % : ;9 H@ %: S!'H @9 C
G 9C D! 9C; % $C
E %% | 9 7 % F4 % #3 % % : 9



9 %
' ?
%9 %

O |l



01 % 2 . % 22

, M5

% 9 49 , 6G

(OCHH)* () )* $HH
KI)H 3$) (. 3(



i

(A
IS(»L;

5° CONGRESSO NAZIONALE
DELLA SOCIETA ITALIANA DI OSTEONCOLOGIA

CURARE L'OSSO
PER CURARE IL TUMORE

BRESCIA | 14-15 MAGGIO 2015

Comitato Scientifico ISO
Rossana Berardi - Francesco Bertoldo
Nicola Callipari - Roberto Casadei
Toni Ibrahim - Gaetano Lanzetta
Daniele Santini - Stefania Zovato

Comitato Organizzatore
Alfredo Berruti - Andrea Giustina
Vincenzo lppolito - Marco Fontanella
Ratfaele Giubbini - Stefano Magrini
Roberto Maroldi - Ugo Emesto Pazzaglia
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AAP + radium-223 AAP + placebo

Patients with =1 SSE or death, n 196 190
Patients with death prior to SSE*, n (%) 74 (38) 73 (38)
EBRT, n (%] 13 (37) 80 {42)
Pathological fracture. n (%) mmm) 35 (18) m) 17 (9)
Spinal cord compression, n (%) m=) 10 (5) mm) 19 (10)

Orthopaedic surgical intervention, n (%) 4(2) 1(0.9)
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Radium-223 Within the Evolving Treatment Options
for Metastatic Castration-resistant Prostate Cancer:
ions from a Expert Working Group

Jue M. O'Sulivan ™", foun Curles”, Rt Cathomus’, Allonse Gom
Daniel Heinsich”, Cora Kpamer!, Pie Ost %, Inge van Cort”, Borr
s e rpasse o s iy, ensng sarvey
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Radium-223 Within the Evelving Treatment Options
for Metastatic Castration-resistant Prostate Cancer:
Rec ions from a Expert Working Group

Jae M. O'Sulivan™", foan Cares', Richard Cathomias', Affonso Gomez-kurriaga “,

Daniel Hein-ich", Cero Kyumer’, Piet Ost*, Inge van Cort”, Bertrand Tombal®
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