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Epidémiologie de I'Insuffisance cardiague en France
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A

de la population fl@%l(;aise serait
atteinte d‘uneiﬁ%uﬁlsance
cardiaque %b]%squ‘é 10% chez
les per&ﬁj\%es agées de 70 ans
ou pl
O

déces sont associés a une
insuffisance cardiaque chaque
année

Hospitalisation Evénement

Plus de 160 000 personnes sont 29 Septembre : journée mondiale du
hospitalisées pour une insuffisance coeur
cardiague en France
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National trends in rate of Qrzﬁ”
patients hospitalized for heart (00
. . ©
failure and heart failure (\@
mortality... 3°
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O
EN SAVOIR PLUS &R

Santé publique France 2019



Stades

symptomes mg#gré le traitement
&é*“’
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Icgsf%lﬁoptomatique réduction de la

capagité d’exercice, dyspnée, fatigue

Q\© IC asymptomatique
v détérioration structurelle du coeur

Facteurs de risque
d’'IC HTA, maladie coronaire,
diabete, antécédent familial,
dyslipidémie, tabac




Retard au diagnos
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793 p,@ﬁents were included,
4’
5%@% were men,

their HF.
Mean age was 72.9 + 14.5 years.

edema (27.7%).

months. Reterral to hospital was made by the emergency medical assistance servj

N
U5.6% identified heart failure (HF) as the main cause of hospitalization; 36.0% were unaware of

The symptoms occurring the most before hospitalization were dyspnea (64.7%
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Figure : Acute Heast Failure HealthCare PathWay
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Prior to hospitalization, 47% had already experienced symptoms for 15 days; 32% o@ﬂ%em for 2

ik (SAMU,

41.6%), a general practitioner (GP, 22.3%), a cardiologist (19.5%), or the patienet(ﬁ6.6%).

Beauvais F, et al. ICPS2 survey. Clin Cardiol. 2021 Aug;44(8):1144-1150.
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Un dépistage chez certains patients ?
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Table 5 Screelvﬁlg tool for heart failure

Age }%‘3 years 1

A\*ﬁ‘stnr}' of ischaemic heart disease’ 1

dé'lstcnr}f of TIA or stroke 1

Dyspnc:ea or fatigue 2 S
Reported ankle oedema or nocturia 1

P Claudicational complaints 1
A Pulmonary crepitations, elevated jugular venous 1
pressure, peripheral oedema and/or

hepatomegaly >

O\
C-statistic =0.82 (95% confidence interval 0.79-0.86). >

Boonman-de Winter, Efficiently screening heart failure in patients with
type 2 diabetes. Eur J Heart Fail 2015, 17: 187-195
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Diagnostic algorithm for heart failure XN
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: ¢ lagnostiquer
X
Suspected heart failure 0
»  Risk factors Q;Q
= Symptoms and/or signs '0(0
. Abnormal ECG &
O
N
O ° ° °
! S
" & The diagnostic algorithm for
T NT-proBNP = 125 pg/mLoQ
( = or BNP = 35 pglm\l»ke, A
o heart failure .
or if HF strongly suspected A\@
@or if NT-proBNP/BNP unavailable \b
ef& . \C\@
EchQ‘@?rdiography @0}
6\@ W
& I s &Q)
8 @ «O\)% Abnormal findings _—— (QQQ%
0‘2\\ ! 6(@
& ’ o
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> : &
o Heart failure confirmed ¥
q@) Define heart failure phenotype Q&O
OQ based on LVEF measurement Q@
@Q’Q r \’3@
‘f’ i I : <0
©Q’ .
> <40%  41-49%  =250% NG
N (HFrEF)  (HFmrEF)  (HFpEF) .Q)@@
<
1 l 1 , @ : A —
1| ECG = electrocardiogram; g\ﬁanF = heart failure with mildly reduced ejection
7 : jon; 2
Heart failure unlikely ki fraction’ i 6&\? iecti i i i
TR T HFpEF = heart failur § h preserved ejection fraction; HFrEF = heart failure with
I reduced ejectiolzﬁﬁa tion; LVEF = left ventricular ejection fraction; NT-proBNP = N-
terminal pro-B fype natriuretic peptide.
Consider other diagnoses The abnorm@bechocardiographic findings are described in more detail in the o
respectivﬁections onHFrEF (section 5), HFmrEF (section 7), and HFpEF (section 8). o]
., p— $ @
@Esc S
N
Y . . . . :
di ideli ,\@21 ESC Guidelines for the diagnosis and treatment of acute and chronic heart failure
www.escar |o.org/gU| elines v (European Heart Journal 2021 — doi:10.1093/eurheartj/ehab368)
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Table 4.1 Symptoms and signs typical of hea.lg@ﬁ\ﬁurﬂ Crité res d iagnOStiq ues

%\

Symptoms Signs x\@\\"’ B
Typica Mors specicg® (Framingham)
Breathlessness Elevated quéhr VENOUS pressure
Orthopnoea Hepatojsgular reflux
Paroxysmal nocturnal dyspnoea | Thirgfeart sound (gallop rhythm)
Reduced exercise tolerance Ezfg'all}r displaced apical impulse
Fatigue, tiredness, increased time /\c&
to recover after exercise Y
Ankle swelling &
Less typical “6\‘@’ Less specific
Nocturnal cough ¥ Weight gain (>2 kg/week) W
Wheezing C}z\ Weight loss (in advanced HF) ; l-ESbUFF &
Bloated fe@ﬁg Tissue wasting (cachexia) ! LEMENT & PRISE DE POIDS
Loss of mbeﬂte Cardiac murmur 8)6‘\
Cun@?ﬁun {especially in the Peripheral cedema (ankle, sacral,
elgiriy) scrotal) ’ § i‘.‘
qz/\‘&Depressmn Pulmonary crepitations L IN U FIS4NCE
© | Palpitations Reduced air entry and dullness to
,19%\ Dizziness percussion at lung bases (pleural Q4R D I4Q U E
Syncope effusion) .go
Bendopnea® Tachycardia %&O
Irregular pulse 4> CEDEMES FATIGUE
Tachypnoea e"%\”
Cheyne Stokes respiration \)O 4
Hepatomegaly .096
Ascites OQQ*
Cold extremities By

Oliguria
Marrow pulse pressure
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Particularités du NL@roBNP un biomargueur

o°

Contraintes
de volume
et de pression 4 Diurese
oot . o 4 Natriurése
Distension de la paroi  PEIARN
ventriculaire W N 1 Filtration glomérylaire
Etirement . | Resorptlon s%eté%
des cardiomyocytes \
Stimuli hormonaux &o
o
<8
Cardiomyocytes e@?“
O
“.'_r%.bo
& Cme,
0°° 0o
<« proBNP Lo
P
©
N
N4
Ciraflation sanguine /
NT-proBNP
. Y
R

Action directe

S8 4 Vasodilatation

périphérique

Action indirecte
4 Activité du SRAA

* Sensible et assez spécifique

b

* Kit de dosage standardlsé\\“
(comparable d’un Iaboé Tautre)

* NT-proBNP plus stajfﬁe que BNP
(ne se dégrade q& apres 4 j)

* Disponible &g&'&

. Acce55|bL@°‘

* Peu gﬁereux

. Peﬁ’t étre répéteé
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Causes of heart failure, common médes of presentation and specific
(\\Q)

investigations (1)

Cause
CAD
Hypertension
&6
o%
Valve disease \2\:&0
O
D
O
b\)
@
Arrhytgﬂas
R
’io&
Vv
%\Q:M Ps
>

Q)Q
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Examples of p(@%entatlons

Myocardial @%rctlon
Angina gg* anglna equivalent”

Arr mias
")

&
‘ %qﬁeart failure with preserved systolic function
@ Malignant hypertension/acute pulmonary oedema

Primary valve disease e.g. aortic stenosis
Secondary valve disease e.g. functional regurgitation
Congenital valve disease

Atrial tachyarrhythmias
Ventricular arrhythmias

All

Dilated

Hypertrophic

Restrictive

ARVC

Peripartum

Takotsubo syndrome

Toxins: alcohol, cocaine, iron, copper

Specific investigations

Invasive coronary angiography
CT-coronary angiogram
Imaging stress tests (echo, nuclear, CMR)

S
&
24 h ambulatory BP &
Plasma metanephrines, renal artery imaging &
: \&
Renin and aldosterone {\\e}
>
\
Echo — transoesophageal/stress ,@@0
<
X
&
b\)

Ambulatory ECG recording &
Electrophysiology study, if ind/i&cozg@d

CMR, genetic testing (\\'@%
&
5
Right and left hg§t catheterization
<°
O*Z‘
CMR (éhgmgraphy
T@c eIements toxicology, LFTs, GGT

ARVC = arrhythmogenic right ventricular cardiomyopathy; BP = blood pressure; CAD= coronary artery dlsea%@%MP cardiomyopathy; CMR= cardiac magnetic resonance;

ECG = electrocardiogram; GGT= gamma-glutamyl transferase; LFT = liver function test.

www.escardio.org/guidelines

(1,
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©ESC

Vv
,\@21 ESC Guidelines for the diagnosis and treatment of acute and chronic heart failure

(European Heart Journal 2021 — doi:10.1093/eurheartj/ehab368)



HFpEF o

N
HFpEF boé\
Screening for, and treatment of, aetiologies, and C‘u’eﬁ'hd non-
CV comorbidities are recommended in patrtn%&%ﬂ'i HFEF
(see relevant sections of this docurmnent).

(%)
0%
Rechercher 'amylose cg&sﬁlaque et la traiter
&O
O
Recommendations bo Class® Level®

Tafamidis is r‘ecarn@nded in patients with
genetic testin /%@r%ven heredi@ary hTTR-CMP
and NYHP@:%SS | or Il symptoms to
reduc%@mpmms CV hospitalization and

L | \inconclusive)

il

MNegative

mortality.” "

Tafamidis is recommended in patients with - o
Consider patisiran |

wtTTR-CA and NYHA class | or |l symptoms to or inotarsan if

hereditary ATTR
|| and polyneuropathy

S S

reduce symptoms, CV hospitalization and

mortality.” "

@esc—

Figure 21 Diagngeis and treatment of cardiac amyloidosis in heart failure patients. Based on T ATTR= transthyretin amyloidosiss CMR= car-
diac magnetic ce; DPD = 3.3-diphosphonol.2-propancdicarbowylic acid; HF = heart filure; HMDP = hydroxymethylena diphosphonare;
LV =left ver@: lar; SPECT = single-photon emission computed tomography; 99mToPYP = technetiumdabelled #¥T c-pyrophosphate. “Red
flags are Fﬁd in Table 35 " Generally requires endomyocardial biopsy for a diagnosiz of the cardiac subtype. “Requires bicpsy that may be cardiac

or



Primary Outcome Death from Cardiovascular Causus\@
Hazard Ratio P Value for Hazard Ratio P value fq(\
Subgroup Empaglifiozin  Placebo (95% CI) Interaction (959 CI) Interagifon
no. in subgroug \@
Al patients 4687 2333 = i @
Age ' 0.01 : ’b<\ 021
<65 yr 2596 1297 i b Q
=65 yr 2091 1036 = —— 9
Sex 0.81 ) 032
Male 3336 1680 —— »—(<§\
Female 1351 653 — R amen
Hace 0.09 00 0.43
White 3403 1678 —— 06 ——
Asian 1006 511 I—-—i—i Q E
Black 37 120 g &Q —_—
Glycated hemaglobin | a3& ; 051
<B.5% 3212 1607 e <0 s
=8.5% 1475 726 e P ——
Body-mass index g2 005 0.05
<30 7279 1120 ——t Q e
=30 2408 1213 H{—, "og ——
Blood pressure control VL &Q’ 0.65 : 0.44
S5BP =140 mm Hg or DBP =30 mm Hg 1780 D34 I—v’%? I—'—i—i
SBP <140 mm Hg and DBP <90 mm Hg 2907 1399 89—4 e
Estimated glomerular filtration rate (%) E 0.20 E 015
290 mlmin/L.73 m? 1050 488 &oo e e
60 to <90 ml{min/1.73 m? 2425 1233\2\ — 5>
<60 mlfmin/1.73 m? 1212 o0 b e
Urine albumin-te-creatinine ratio e E 0.40 E 022
=30 mg/fg 2789 c‘bsz et H—
=30 to 300 mgfg 1338 b 675 e e
=300 mg/g 260 — —
Cardiovascular risk Q 053 039
Only cerebrovascular disease 000535 325 l%—'—l '—?—‘——|
Only coronary artery disease @ 2732 1340 = e
Cnly peripheral artery disease A? 412 151 — U
2 or 3 high-risk categories ), 878 451 e —
Insulin 1 0.28 i 0.92
No q,'\ 2435 1198 e _
Yes (19 2252 1135 e ——
Statins or ezetimibe { 0.54 C 023
Nao 1029 551 — —t
Yes 3658 1782 i e
Antihypertensive therapy | 0.80 . 0.41
No 241 m  ———t— —_— s
Yes 4446 1 HH 4
ACE inhibitor or ARB 0.49 0.86
Nao 889 465 bt e
Yes 3798 1868 el ——
Beta-blocker 1 0.61 i 0.99
No 1631 B35 e —
Yes 3056 1498 ] bt
Diuretic 0.2 0.46
Mo 2640 1345 B [
Yes 988 o —

r T 1
0,25 0.50 Lo 2,00

Favors Empagliflozin Favors Placeba

| I R E—
0.25 0.50 Loo 2,00

Favors Empagliflozin Favers Placabo

.s\\'Q‘

Prise en charge en Prévention primaire

Patients diabétiques de type 2

BMI < 45

DFG > 30 ml/min

Patients a « haut risque », @
HBALC > 7% &

ATCD de maladie cardlovqes%ulalre
&Q
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EMPA-REG OUTCOME
Zinman et al. NEJM 2015. 373,22



Un traitement préventif c

A Primary Outcome B Death from E:rdinvaiﬁlr Causes
20+ (@Q Pareha
oy Placebo 2" 5
£ 7.
£ 157 ;\\0(\ £
z Hazard ratio, 0.86 (35.02% CI, 0.74-0.89) 6‘\’“0 51 Hazard ratio, 0.62 (95% C1, 0.49-0.77) otz
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] & 12 18 24 0 36 9\@ 43 0 B 12 18 24 0 16 47 48
Month &6\‘ Month
Mo. at Risk 09 Mo, at Risk
Empagluﬂozin 4687 4580 4455 4328 3851 2324\0 235% 1534 370 Empagluﬂozin 4687 4651 4608 4556 4128 3079 2617 1722 414
Placebo 2333 2256 21894 2112 1875 \%lﬂﬁ 1161 741 166 Placebo 2333 2303 2280 2143 2012 1503 1281 525 177
O
o 3
C Death from Any Cause S D Hospitalization for Heart Failure
154 b 74
-9 Placebo
<§’ Placebo
e - B
3 & 3
§ 10- S 7 e .
o Hazard rayif\D.68 (95% Cl1, 0.57-0.82) W Hazard ratio, 0,65 [95% CI, 0.50-0.85)
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- a
14
N
] ] L] L) T I I T 1 o T L] I T T I T 1 &0
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Month Month RS
No. at Risk No. at Risk \)O
Empagluﬂozin 4687 4651 4608 4556 4128 3079 2617 1722 414 Empagl:ﬂozin 4687 4614 4523 4427 39BR 28950  ME7 R %@ 395
Placeba 2333 2303 2280 2243 2012 1503 1281 825 177 Placebo 2333 271 22 2173 1932 1424 IEDEQ\@ 75 168
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Figure 1. Cardiovascular Qutcomes and Death frem Any Cause.
&
Shown are the cumulative incidence of the primary outcome (death from cardiovascular causes, nonfatal myocardial infarction, or nonfatal stroke) (Pane ), cumulative incidence of
death from cardiovascular causes (Panel B), the Kaplan—Meier estimate for death from any cause (Panel C), and the cumulative incidence of hospitaliz@)oh for heart failure [Panel D)
in the pooled empagliflozin group and the placebo group among patients wha received at least one dose of a study drug. Hazard ratios are based oﬁ(ﬂx regression analyses.
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EMPA-REG OUTCOME

Zinman et al. NEJM 2015. 373,22
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Lower Risk of Heart Failure and Death in Patle&ﬁs Initiated on Sodium-
Glucose Cotransporter-2 Inhibitors Versus Gﬁher Glucose-Lowering Drugs

(@)

The CVD-REAL Study (Comparative E
of Sodium-Glucose Cotransporter-2 Ini

Mikhail Kosiborod =, Matthew A. Cavender, Alex Z. F

Circulation

Effect of Dapagllfl
and Mortality in T

Editorial, see p .

BACKGROUND: In DECLARE-TIMI 58 (Dapagli
Events—-Thrombolysis in Myocardial Infarction 5

cotrancnorter 7 inhibitor danaaliflozin rediiced
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Canagliflozin and Heart Falkfwe in Type 2

Diabetes Mellitus
Results From the CANVAS Prograrxp"’
s

BACKGROUND: Canagliflozin is a sodium gificose cotransporter 2 inhibitor Karin Radholm, MD,
that reduces the risk of cardiovascular evgitts. We report the effects on heart Gemma Figtree, MB

failure (HF) and cardiovascular death cgé’rall in those with and without a DPhil*

baseline history of HF, and in other gﬁmmpant subgroups. Vlado Perkovic, MBI
METHODS: The CANVAS ProgTam (Canagliflozin Cardiovascular Scz:\tDD. Solomon, N
Assessment Study) enrolled®@0 142 participants with type 2 diabetes Kenneth W. Mahaffi
mellitus and high cardiov&scular risk. Participants were randomly assigned MD

+A Fananliflazin Aar Blaraba and fFallmamad far a maan of 122 wanke Tha Nick da 7eaiiw MD



Conclusion

* Insuffisance cardlaqﬁe un syndrome, des phénotypes.
* Retard au dlag[méstlc important 5

* Outil de dlqgoﬁostlc EPOF / NtproBNP / ETT o
. Screenmg “chez les populatlons a risque boo
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Suiy 57z le CNCH sur le Social Média !
0 #CNCHcongres
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Si vous voulez devenir Ambassadeur social média CNCH adressez-nous un email a cnch@sfcardio.fr




