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Définition SAOS +

OXYGENE

Pathologie caractérisée par des apnées obstructives, hypopnées,
et/ou respiratory effort-related arousals (RERA) provoquées par un
collapsus répétitif des voies aériennes supérieures durant le sommeil.



Mécanisme
SOS

OXYGENE

Sommeil

|—b MNouvel endormissement T

QOuverture des voies Voies aériennes hautes
aériennes hautes rétrécies
Microréveil cortical Collapsibilite
ou réveil respiratoire augmentée

‘ Hypoxémie \

Hypercapnie
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TABLE 1 Factors associated with greater pharyngeal collapsibility in the elderly

Airway resistance during sleep [33, 173] Increased
Deposition of parapharyngeal fat [174] Increased or decreased
Pharyngeal musculature activity [30] Decreased
Lung elastic recoil (affects lung volume and tracheal traction) [32] Decreased
Upper airway dimensions (fat deposition, structure changes, loss of teeth, etc.) [174] Decreased
Sleep fragmentation [34] Increased
Alterations of the pharynx muscular dilatory reflexes [175] Increased

Respiratory instability during sleep (central events) [176] Increased
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Figure 1. Respratory model based on & Stading resistor for the collapsible upper airway. &) When critical
pressura (Pert) is lower than zerd thera is no arway collapss and the breathing pattem is narmal, as shown in the
normmal flow and cesophageal pressurs (M), b) When Pt is positive this results in an airway closure, apnoea,
inducng a progressive decrease in intratracheal pressure (A as the patient tries 10 breathe against a collapsed
ainwgy, ¢} When Por is glightly negative the upper airway partially collapses and a hypopnoea oocurs as the Br
prograssively decreases along with inspiraion. A upstream (nasal) pressure. *: -4 emH.0; - <30 emHL0.

Eur Respir Mon 2010; 50: 244-266
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Criteres diagnostiques du SAOS

« Patient symptomatique ou ayant une comorbidité (HTA, CAD,
AVC, CHF, FA, trouble de la thymie (dépression), diabete, etc.)
ET 5 a 15 évenements respiratoires par heure sur une PSG/PG
ou

« >15 évenements respiratoires par heure sans aucun symptéme

ou comorbidités.
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Quand y penser? - Facteurs de risque .,

OXYGENE

e Sexe masculin (2:1 ratio
hommes:femmes).

« Age > 60 ans.
e Comorbidités Cardiovasculaires, Démence, Maladie Parkinson.
 QObésité.

* Anamnese familiale.
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Comorbidités aux EMS Geneve

GeroScience (2024) 46:99-111 105
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Comment diagnostiquer un SAOS : PSG vs P
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good night's sleep, and we'll evaluate any
sleep issues that you have.”
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Polygraphie (PG) +
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« Ambulatoire Polygraphie
» Chez le spécialiste
 Min 4 heures de sommeil

Capteur de

":'d’“'r"étg débit et de
2P0 ronflement
Sangles

thoraciques et
abdominales
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Trailtement positionnel
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Figure |. Stratégies positionnelles diverses

A. Type |: stratégie positionnelle inconfort en position dorsale.
B. Type 2: stratégie positionnelle jouant sur I'effet de volume.
C. Type 3: Systémes de vibrations en position dorsale (cou ou thorax). 13
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Continuous positive airways pressure

(CPAP)

History of CPAP
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CPAP tube

iy

SOS

OXYGENE

Leak orifice

Mask \U

Figure 3. Diagram of nasal continuous positive airway pressure
(CPAP) system used to treat patients with obstructive sleep apnoea.

P+: mask pressure.

Eur Respir Mon 2010; 50: 244-266
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Evolution des Masques CPAP - 1980s a o
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Années 1980 : Masques rigides, inconfortables, fuites
fréguentes. Masques nasaux uniguement.

Années 1990 : Silicone, meilleur confort et étanct
Apparition des masques faciaux complets.

Années 2000 : Masques plus |égers et minimalistes. Coussins

nasaux et harna'V"

18
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Evolution des Masques CPAP - 2010s -q
é 20205 OXYGENE

 Années 2010 : clips magnétigues,
masques plus silencieux

eAnnées 2020 : matériaux confort "air-touch",
Masques : imprimante 3D le futur ?

19
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 Positionnement du harnais :
Tirez le harnais par-dessus votre
téte. Les sangles latérales doivent
étre sur les c6tés de la téte et la
sangle arriére a la base du crane.

* Fixation : Attachez les clips ou
crochets inférieurs du harnais au
masque, généralement sous les
oreilles.

 Ajustement initial : Ajustez les
sangles supérieures puis
inférieures de maniere égale, en
utilisant les bandes velcro. Le
masque doit étre ajusté pour étre
confortable, pas excessivement
serré. Un serrage excessif peut
causer des fuites et des points de
pression.

20
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Pourquoi traiter le SAOS ? o
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Stroke

»

Death (severe OSA)

Hypertension ,—m—_,

Motor Vehicle Accidents al— o

*

Heart Failure

Occupational Accidents

Type 2 Diabetes

Death (moderate OSA) =

Odds Ratio
U Hazard Ratio

Depression _ .
B Relative Risk

Coronary Artery Disease

0 5 10

Fig. 1 Increased risk in obstructive sleep apnea syndrome.
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Pourquoi traiter le SAOS ?

EUROPEAN RESFPIRATORY JOURNAL

SERIES | R.S. OSORIO ETAL.

Severe OSA Mild-moderate OSA
@® [(AHI=30) B (AHI14-29) () OSAwith CPAP
without CPAP without CPAP

——
|
. te— 1.99 (1.42-2.81); p=0.001
All-cause (n=190) —:—-—— 1.17 (0.75-1.81); p=Ns
—O— 1.35 (0.85-2.15); p=Ns

@ > 3.01 (0.81-11.1); p=ns
L . 2.59 (0.61-11); p=Ns
4 1.58 (0.44-5.66); p=NS

Malignancy (n=38)

@ 2.53 (1.28-4.99); p=0.008
Cardiovascular (n=100) 1.61 (0.74-3.51); p=ns

—O— 1.07 (0.54-2.01); p=NS

|

|

| - - 4.63 (1.03-20.8); p=0.046
| -

| - » 4.25 (0.88-20.49); p=0.07
O 1.15 (0.24-5.5); p=Ns
|

|

|

|

|

Stroke (n=28)

o > 3.93 (1.13-13.65); p=0.031
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FIGURE 1 Risk of general mortality, cardiovascular mortality, and types of cardiovascular and
noncardiovascular events studied with respect to the control group without obstructive sleep apnoea (OSA) in
939 elderly patients with OSA without continuous positive airway pressure (CPAP), with mild-moderate OSA
without CPAP and with OSA with (good adherence to) CPAP. AHI: apnoea-hypopnoea index (events-h™"); ns:
nonsignificant. Reproduced from [87] with permission.
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Pourquoi traiter le SAOS ?

Bénéfices cognitifs et fonctionnels du traitement.

» Traitement par CPAP améliore ou préserve les fonctions cognitives
(meémoire et fonctions executives)

ETUDE PROOF 2015.RCT au Canada 2025.

 Amélioration significative des scores cognitifs (MMSE , MoCA) et
de I'humeur (GDS).

Etude Italienne 2023. Review 2024 (Alzheimer).

Rédqc;ion de la somnolence diurne et ameélioration de la
qualite de vie.

* Traitement par CPAP réduit la somnolence diurne (score ESS) et
ameéliore la qualité de vie.

Etude Espagnole 2023.

ofje

o

OXYGENE



Pourquoi traiter le SAOS ?

Graphical Abstract
Methods

Intervention
Pap Primary outcoma:
et Mantreal Cognitive
I. A l Aszsessment (MaCA)

= [
g = ['f‘|

PD
OSA
(RDI >16/Mm)

MoCA <27 Cy

Change in MoCAatem
Intention to Treat

Secondary:

= quality of life

* NOM-MOtor Symploms
* motor symptoms
Exploratory:

specific cognitive

domains

Change in MoCA at6m
Par Protocol

Betwean group Delta (95%CI)
1.00 (-0.080, 2.05)

Batween group Delta (95%CI), adjusted
1.43 (0.054, 2.81)

PAP adherence at 6 months

35 participants still using

* use on 69% (SD 25) of days,

* 6h13min per night (SD
1h54min) on days used.

Causal Average Complier
Effect (CACE) on MOCA

= 1.37, 95%CI {0.063, 2.94) for
any PAP use

* 3.19, 95%CI (0.11, 8.18) for
use =3h /night

Improved in PAP group only:
2+ Global non-motor
symptoms (UPDRS 1)
Depression (BDI-11)
Sleep (PDSS)
Executive function
+ Complex motor task
Improved between groups
(PP):
+ Maotor function (UPDRS 3)

Statement of Significance

research and clinical care of individuals with PD.

This is the largest and longest randomized controlled trial (RCT) of treatment for obstructive sleep apnea (OSA) in a neurode-
generative condition, namely Parkinson's disease (PD). PD is the fastest growing neurodegenerative disorder of aging, while sleep
and sleep disorders have come into focus as important determinants of brain health. OSA is commeon in the general population,
including older adults, and in PD. Observational data are accumulating that treating OSA can improve cognitive outcomes in aging,
and in PD. However, this is the first RCT of positive airway pressure (FAP) therapy over a 6-month period, which shows this therapy
is feasible in PD, and suggests benefit with respect to cognition and other outcomes. This has important implications for further

SOS
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Pourquoi traiter le SAOS ?

Figure 2. Comrelation Between Changes in 24-Hour Mean, Systolic, and Diastolic Bload Pressure and Number of Hours of Continuous Positive Alnaay
Pressure Lse
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Figure 2. Cumulative Incidence of Hypertension or Cardiovascular Events During Follow-up
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Pourquoi traiter le SAOS ?

Cumulative incidence of

Cumulative incidence of
non-fatal CVS events (%)

fatal CVS events (%)
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Pourquoi traiter le SAOS ?
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Figure 1. Recurrence of AF at 12 months comparing patients
who did not have sleep studies (controls) with treated OSA
patients and with untreated (including noncompliant) OSA
patients (mean=*5D).
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Penser a un SAOS chez vos patients avec HTA/FA/synd métabolique,
dépression, etc.

Dépister par questionnaire et diagnostiquer par PG /PSG.

TABELE 7 Some take-home messages with clinical implications about obstructive sleep apnoea (OSA) and

continuous positive airway pressure (CPAP) treatment in the elderly

« OSA prevalence increases with age

« Since it is not known what the cut-offs are in the apnoea—hypopnoea index and Epworth Sleepiness Scale
that should be considered as pathological, these should be used as in younger individuals

= A clinical history that includes findings specific to elderly people must always be undertaken

* Sleepiness must not be considered a physiological situation in the elderly; however, it is not to be assumed
that it must be associated with OSA

» The clinical picture of OSA in the elderly is different to that seen in younger patients; neurocognitive
symptoms are espedcially prevalent

* Full polysomnography is the gold standard in the diagnosis of OSA in the elderly; however, simplified tests
can be used in patients without important comorbidities

» Randomised cdlinical trials have demonstrated that CPAP is effective in symptomatic moderate-to-severe OSA
patients

« It is not known what happens in extreme old age (=80 years old) when compliance to CPAP is very low;
therefore, a less aggressive approach may be appropriate when recommending treatment with CPAP

29



| DON'T ALWAYS USE THE FORCE,
BUT WHEN 1 DO
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