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@ HOW THIS STUDY MIGHT AFFECT RESEARCH,

PRACTICE OR POLICY

== These findings underscore the importance of routine
vertebral fracture screening in patients with SLE, es-
pecially those undergoing long-term glucocorticoid
therapy, in order to optimise rheumatplogic manage-
ment and enable timely initiation of bone-protective

treatment
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Figure 2 Correlation between GC cumulative dose and
vertebral fractures. GC, glucocorticoid.
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Systemic vasculitites and (GI)OP

Osteoporosis and fractures in systemic

vasculitides: a systematic review and & frontiers

meta-analysis
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“as little GCs as possible”
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EULAR recommendations for the management of
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disease-modifying antirheumatic drugs: 2022 update  systemic lupus erythematosus: 2023 update
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“as little GCs as possible”
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How should we treat?

rPathogenesis of glucocorticoid-induced nature

‘osteoporosis and options for treatment
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Early phase (first year) |

1 bone resorption

J-bone formation

Long-term
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Early phase (primary prevention)?
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== Bone formation === Bone resorption

Late phase (secondary prevention)?

ORIGINAL ARTICLE

Teriparatide or Alendronate
in Glucocorticoid-Induced Osteoporosis

Kenneth G. Saag, M.D., Elizabeth Shane, M.[2., Steven Boonen, M.D., Ph.D.,
Fernando Marin, M.D., David W. Donléy, Ph.D., Kathleen AsTaylerFPh.D.,
Gail P, Daldky, PhoD. and Robert Marcus KD

A Lumbar Spine
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Change in Bone Mineral Density (%)
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maasure-
Months s
Mo, at Risk
Alendranate 195 184 173 159 148 195
TEr'Ip.H'Itid! 198 183 178 170 156 158

N ENGL | MED 357,20 WWW.NEJM.ORG MNOVEMBER 15, 2007

Table 2. Incident veriebral and nonvertebral fractures in subjects
with glecocorticod-induced osteoporosis®

Subjears taking  Subjects taking
alendronate teriparatide

Fracture ype {n = 214) (n = 214) P
=1 radiographic verichral{ 13(7.7) 3{LT) (.07
=1 clinical verichrali 4(24) 0 (37
=1 nonveriebral 15 (7.0) 16(7.5) 0.843
=1 noaveriebral fragility 5(23) 9(4.2) 0.256

* Values are the number (%).
T Subjccts with bascline and postbascline spinal radiographs (n = 169
subjects in the alendronate group and 173 subpects in the 1eriparatide

group).
1 A clinical vertebral fracture {assessed in 169 subjects in the alendro-

nate group and 173 subjects in the teriparatide group) was a new
radiographically confirmed [racture that was assoctted with symploms
such as back pain.

ARTHRITIS & RHEUMATISM
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== Bone formation === Bone resorption

(a)

% change in spine BMD from baseline

ROMO vs Dmab in SARD-GIOP

Romosozumab versus denosumab in long-term users
of glucocorticoids: A pilot randomized controlled trial
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Take home

Le malattie reumatiche infiammatorie sono un fattore di rischio
(indipendente) per osteoporosi

La strategia principale per gestire |a salute ossea nei pazienti
reumatici e «fare meno cortisone possibile»... ci stiamo arrivando
con la farmacologia (speriamo anche con le intenzioni)

Il principale beneficio dei f. immunomodulanti e dovuto all’effetto
steroid-sparing ed alla soppressione dell’inflammazione

Dal punto di vista delle terapie osteometaboliche, valgono le
consuete raccomandazioni, volendo con qualche finezza ©
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How should we treat?

Pathogenesis of glucocorticoid-induced (DO NOT) SHOOT YOURSELF
osteoporosis and options for treatment IN THI_E FOOT

Poichong Chotiyarmwong (D' and Eugene V McCloskey (37 142

Pharmacological fracture prevention

While no evidence suggests that anti-osteoporosis medi-
cations that work in postmenopausal osteoporosis would
not also work in GIO, evidence of their efficacy to reduce
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Differing Effects of PTH 1-34, PTH 1-84, and
Zoledronic Acid on Bone Microarchitecture and
Estimated Strength in Postmenopausal Women
With Osteoporosis: An 18-Month Open-Labeled
Observational Study Using HR-pQCT

Stinus Hansen,'” Ellen M Hauge,' Jens-Enl Beck Jersen,* and Mim Brisen'~
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Lack of effect of teriparatide on joint erosions in

rheumatold arthritis is an expected result: comment

on the article by Solomon et al

To the Editor:

and colleagues descnbing, their randomezed controlled tnal of
in tumor necroses factor inhibitor—treated

paticnts with rheumatosd arthntss (RA) (1), Their study dad

not demonstrate any sgmificant effed of tenparatide on bone

erosions i these patients. In our ¢ il s ot surprsing

ﬂmt:rqmﬂ:l:ﬁdmjtpnuhn:ﬂm resull. A few

conmderabons can the lack of effect

First, buome erossons affect mamly cortical bone (2,3),
mddn'dlhmmlhilﬂmhkihnmln:ﬂlm

the ic effect on cortical wtes in the short term: i partac-
ular, momiths o mncluding
one with an RA patient group (4), have shown that #t had no
significant effect on bone mmeral density (BMIY) al cortical
sites such as the femoral neck or thind distal radwes (5,6).
Solomon and colleagues did not observe this ok of effect
after & momnths of treatment becawse changes m BMLD were
explored only at the 12-month time pomt. Moreover, when
admmistered as a daily subcutaneous impecbon, lenparatide
has been found to increase qortical porosaty m the short term
(7-9). Incressed cortical to bone ero-
mluhnmmmilytu'lhndm“h{"]}.

It should also be noted that, in patients with RA,
scrum levels of Dik-1 (a natural inhibitor of Wt signaling)
are significantly mcreased, correlating with parathyroid hor-
mone levels, and are asocaled with increased nisk of bone
cromions. and osteoporoses (1), Tenparatide  treatment  has
been shown to_mcrease serum Dkk-1 levels II}'thu-uhl
paratide to heal eroswons.

In contrast, betler results n
have been achieved with denosumab, an anti-RANKL anti-
body (13-15). Denosumab has been asocuted with 2 rapad
decrease i corbical porosity (16), prevenbon of metacarpal
bone loss (17), and reduchon m serum Dkk-1 levels (18).
These latter findings are likely the reasons for its better effi-
cacy than lenparatide i preventing and even healing bone
erosions, at least in the short term

bone ecrosions

TPTD and bone erosions in RA

ARTHRITIS & RITFUMATOLOGY
Vol 70, Mo 3, March 2018, pp 475 476
© 217, American College of Rhewmatol
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Romosozumab (sclerostin monoclonal antibody) versus
teriparatide in postmenopausal women with osteoporosis
transitioning from oral bisphosphonate therapy:

RCT (12 m)

a randomised, open-label, phase 3 trial
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Lack of effect of teriparatide on joint crosions in
rheumatoid arthritis is an expected result: comment
on the article by Solomon et al

T the Fditor:

We read with great inlerest the report by Solomon
and colleagues descnbing, thar mndomeed controlled nal of
tenparatide in lumor necross [actor inhibitor-treated
paticnts with rheumatosd arthnitis (RA) (1), Their study did

not demonstrate any sigmificant effed of tenparatide on bone

erosions in these patients. In our opimion, it s pol surprising
ﬂmt:mﬂ:ﬁdm:ltpruhm:mn resull. A few

amsiderations can the lack of effect
First, buome erossons affect mamly cortical bone (2,3),
and il & well known that tenparabde docs nol cxerl a postve

the ic effect on cortical sates in the short term: mn partic-
ular, months o includh
one with an RA patient group (4), have shown that ot had no
significant effect on bone mmeral density (BMIY) al cortical
sites such as the femoral neck or thind distal radwes (5,6).
Solomon and colleagues did not observe this kck of effect
after & months of treatment because changes i BMLD were
explored only at the 12-month time pomt. Moreover, when
admmistered as a daily subcutaneous impecbon, lenparatide
has been found to increase qortical porosaty m the short term
(7-9). Incressed cortical to bone ero-
mlﬂh:mrmilyltulhndlnltlh{lﬂ}.

It should also be noted that, in patients with RA,
scrum levels of Dik-1 (a natural mhibitor of Wnt signalmg)
are significantly mcreased, correlating with parathyroid hor-
mone levels, and are asocaled with increased risk of bone
cromions. and osteoporoses (1), Tenparatide  treatment  has
been shown to_mcrease serum Dkk-1 levels ::}ﬂ-uuu
paratide to heal eroswons.

In contrast, betier results m bone erosions
have been achieved with denosumab, an anti-RANKL anti-
body (13-15). Denosumasb hus been assocuted with a rapid
decrease i corbical porosity (16), prevenbon of metacarpal
bone loss (17), and reduchon m serum Dkk-1 levels (18).
These latter findings are likely the reasons for its better effi-
cacy than lenparatide i preventing and even healing bone
erosions, at least in the short term

TPTD and bone erosions in RA

RCT (12 m)

Effects of Denosumab and Teriparatide Transitions on
Bone Microarchitecture and Estimated Strength: the
DATA-Switch HR-pQCT study
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