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—N—HﬁmmmWnt global public health crisis
| | )§7M people with HF worldwidel

1 .5‘@ of entire healthcare expenditure due
hospitalisations for HF?

1 1n 5 peop the age of 40 will
develop H

ACT ON

1. Ziaeian B, et al. Nat Rev Cardiol. 2016 Jun;13(6):368-78. 2. . National Heart Failure Audit, 2019 Summary Report (2017/18 data), https://www.nicor.org.uk/wp-content/uploads/2019/09/Heart-Failure-2019-Report-final.pdf. 3. Lloyd-Jones H EA HT FA | LU RE
DM, et al. Circulation. 2002;106(24): 3068-72



Ageing populations and comorbidities impact on prevalence

Age at first HospitaliSa @

= Men _ Medical History HFrEF(%) HFpEF(%)
9000 - = Women °
8000 - IHD 46 37
7000 -
Atrial fibrillation (from ECG) 41 51
6000 -
kS ]
82 5000 Valve disease 27 33
E % 4000 -
=% 2000 4 Hypertension 52 61
2000 7 34 34
1000 -
18 20
0 55-64 65-74 75-84 85+ |

Mean age - 77.8 years
Median age - 80 years

Mean age men - 75.9 years
Mean age women - 80.2 years

Graphs adapted from:- A G T U N

National Heart Failure Audit, 2019 Summary Report (2017/18 data), https://www.nicor.org.uk/wp-content/uploads/2019/09/Heart-Failure-2019-Report-final.pdf. HEART FAILURE
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Most common reasonssor non- HF referrals

* Elevated Nt-proBNP in the setting of adva@e

* Elevated Nt-proBNP in the setting of renal di
* Elevated Nt-proBNP in the setting of acute infectio

 QOedema secondary to
* Venous stasis / dependent oedema @
* Renal disease O
e Chronic lymphoedema

* Medication Q
* Shortness of breath —in absence of other HF signs and normal B IA}

ACT ON
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What is heart failure?

Definition :

“Signs and symptoms accompanied by structlral or fanctional cardiac defects resulting in altered filling pressures — at rest or on
exertion and reduced cardiac output and/or elevateg’natriuretic peptides”

~ I

( Types o art Failure )

A

HFmrEF, mid-range ejection fraction; HFpEF, heart failure with preserved ejection fraction; HFrEF, heart failure with reduced ejection fraction A C T U N
Chart Adapted from:-
Ponikowski P, et al. Eur Heart J. 2016;37:2129-2200  Jasinska-Piadlo A, Campbell P. Hearr 2023;0:1-10. doi:10.1136/heartjnl-2022-321097 H E A H T FA | L U R E

R




Ischaemic

Non-
ischaemic

J
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A g HF Preserved Ejectioyﬁraction

A

Accounts for at least 50% HF

High mortality and hospitalizatior, rates

Multiple risk factors / shared pathologi=s

Often multiple co-morbidities

Unifying feature is raised LVEDP, impaired relaxatior. 2nd increased stiffness

C

ACT ON

HEART FAILURE



ial Congestion Left ventricular

hypertrophy
Abnormal cardiac Epicardial coronary
contraction \/ 1 / vascular disease
Abnormal cardiac | |

Microvascular coronary

relaxation artery disease

|

Pulmonary vessel

Hypertension
P dysfunction

]

Inflammation

Kidney impairment Right heart dysfunction

Chronotropic

Atrial Fibrillation .
incompetence

Diabetes

Jasinska-Piadlo A, Campbell P. Heart 2023;0:1-10. doi:10.1136/heartjnl-2022-321097 A C T U N

HEART FAILURE



Ay 67y female l

HTN x 25 years (lercaridipine, perindopril)

N

V'S

Obesity BMI 37

T2DM HbA1C 117 (metformin, liragliptin)

A

CKD GFR 48
ACT ON

HEART FAILURE



Ay 67y female Z
O

A

4th hospital admission under medi:al teams in 4 months

SOBOE, swollen legs
BP 158/99

HR 90 sinus

Soft pan systolic murmur

Peripheral volume overload

ACT ON

HEART FAILURE



1O

Non-anaemic Hb 131

-

> N

Normal WBC, inflammatory markers

GFR 41, Na 130, K 4.7
Normal thyroid function

Ferritin 130, Tsat 19%

Y A

CXR upper lobe venous diversion, small bilateral pleura: ¢ffusions

ACT ON

HEART FAILURE



NTproBNP 1108pg/ml

Raised Natriuretic Peptides

]

( Non-Cardiac Causes )

Heart Failv e Old age

Ischaemic stroke

PE, Pulmonary hypertension
Subarachnoid haemorrhage

Myocarditis
Impaired renal function

Tachyarrhyrthmias

Liver cirrhosis with ascites

Cardioversion, ICD shock

Paraneoplastic syndrome

Valvular Heart Disease

LV hyperthrophy

Cardiomyopathy™*

Congenital heart disease

Heart contusion

Invasive cardiac procedures

Severe metabolic and hormone
abnormalities A G '|' U N

HEART FAILURE

Jasinska-Piadlo A, Campbell P. Heart 2023;0:1-10. doi:10.1136/heartjnl-2022-321097



N\ Fjection Fraction l 1
A

Only part of assessment of curdiac performance

A

2D imaging of complex 3D structutc - multiple technical and interpretative
factors

Who looks at the Stroke volume CO = HR x SV

Useful to be supplemented with Tissue Doppler, Strair <1

N

ACT ON
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Echo summary: “Pul Referral sent for review in
Hyperte si@ specialist centre

Preserved LV systolic function.

Mild LVH with diastolic %

dysfunction.

Mild-moderate TR. /@:

High probability of pulmonary
hypertension with estimated

RVSP of 58mmHag. ACT ON
HEART FAILURE



A h Do we have enough tozay she has HFpEF
Ox
Vo
O@ ‘!/
Q@inition:

|

HFpEF, simply put, is when a person “Those with symp@and signs of HF,
has a diagnosis of heart failure with evidence of structural and/or I&al cardiac abnormalities
and their LVEF is 50% or higher and/or raised natriureti @s (NPs),
and with an LVEF 250%, ha FpEF”

ACT ON

HEART FAILURE



4 STEP
DIAGNOSTIC
AND

TREATMENT
APPROACK







Clinical Variable

H2FPEFF score
6

H Heav Body mass index > 30 kg/m? 2
2 Hyperten@ 2 or more antihypertensive medicines 1
F  Atial Fibriuatio)\ Paroxysmal or Persistent 3
/> -
Pul POonpler Echocardiographic estimated
P inonary @P onary Artery Systolic Pressure > 35 1
Hypertension H
E Elder Age% 1
F Filling Pressure Doppler EChOt@raphic Ele'> 9 1
O
Sum
H,FPEF score 3 (0-9)
Total Points 0 1 2 3 4 5 8 9

Probability of HFpEF 0'2

03 04 05 06 0.7 0.8 0.9 0.95




The HFA-PEFF Algorithm for the Diagnosis of HFpEF

Symptoms and/or Signs of HF

R Comorbidities / Risk factors
Initial Workup ECG
(Step Pretest FAPEFF score 6 Standard Echocardiography
tep 1(P): Natriuretic Peptides Yy,

« Ergometry / 6 min walking test
or Cardiopulmonary Exercise Testing

Diagnostic Workup Comprehensive Echocardiography
(Step 2 (E) : Echocardiographic and Natriuret e Score) |} Natriuretic Peptides, if not measured]in Ste

B AR ads Lot Al S L
~ AN ' B el N
2 - A : - ) N
{ & s gt L8
I () (o | ]
Iy ” LI y
Y
i
. " ] i

» Diastolic Stress Test: Exercise Stress Echoca
« Invasive Haemodynamic Measurements

ac or Non-Cardiac Biopsies
« Scintigraphy /CT / PET

« Genetic testing

« Specific Laboratory Tests



A” STEP 1 ¢

Ox

STEP 1

80% diagnosed at this stage

Symptoms of he
Plus a defining

2 (men)

« T left atrial volum
« T E/e’>9 at rest

\ l/m? AF
« T tricuspid requrgitation velocity >2-8 m/sﬁ

HFpEF

CONESTION -

RADIOLOGICALLY AND
PERIPHERALLY

BNP ELEVATION
LVH

EF>50%

TRV > 2.8M/S

SIGNS — BIOMARKER — PRESERVED LV

P Campbell. Lancet 2024 doi.org/lO.1016/50140®ﬂ3)ﬁ265ﬁ;3 U N

HEART FAILURE



Imagine her NTproB

O
)\)*

was 110 instead of 11087

If high index of susQ:ut T-proBNP levels are normal

Step 2

Assess probability of HFpEF:

HFA-PEFF or H,FPEF score

Low score (0-1) then HFpEF unlikely
—»| High score (=5 or =6 respectively) then

O HFpEF likely

P Campbell. Lancet 2024 doi.org/lO.1016/50140®Q3)ﬁ265cr3 U N

HEART FAILURE



Q,

Functional ological Biomarker (SR) Biomarker (AF)

Major Criteria: 2 points > 5 points: HFpEF
2-4 points: Diastolic Stress Test or Invasive Haemic Measurements

HEART FAILURE



O

\ 4

If high Tndex oﬁon, but NT-proBNP levels are normal

Assess probabili‘@EF:
HFA-PEFF or H,FPEF e

Step2 Low score (0-1) then HFpEF unlikely
—»{ High score (=5 or =6 respectively) then
HFpEF likely
If intermediate score O
Step 3 Non-invasive or invasive exercise haem High filling pressures at rest or on exertion,

odynar@ c Y

then HFpEF

%

P Campbell. Lancet 2024 doi.org/lO.1016/50140®Q3)K265T3 U N

HEART FAILURE



W,
SOUI\(\D%SINIPLE |

POOR ECHO WINI%

ARRYTHMIA Q
COMPLEX VARIABLES O,o
MULTIPLE CO-MORDITIES /<(\
NORMAL RESTING PARAMETEKS

ACT ON

HEART FAILURE



NORMAL

GRADE |
DIASTOLIC
DYSFUNCTION

GRADE II
DIASTOLIC
DYSFUNCTION

Pseudo-normalisation
GRADE Il

DIASTOLIC
DYSFUNCTION

Restrictive filling

TRANSMITRAL
PULSE WAVE DOPPLER
— 0.6
o 0.4

— 0.2

) -
il [m/s]

MITRAL ANNULAR
TISSUE DOPPLER

PEARLS

E/A> 0.8
e’ velocity is normal for age
E deceleration time is normal

E/A < 0.8 due to impaired
relaxation and inability of LV to
untwist*

e’ velocity is reduced for age

E deceleration time usually
prolonged

E/A > 0.8 (often > 1) as a result
of increased left atrial pressure
e’ velocity is reduced for age
Look for increased E/e’ and/or
increased LA size to corroborate
the diagnosis of grade |l diastolic
dysfunction

E/A > 1.5-2.0 with very short E
deceleration time (< 140 ms) due
to severely reduced LV
compliance and high LV filling
pressure

e’ velocity is severely reduced

A wave and a’ velocities are
reduced due to LA dysfunction




Web Table 4.3 Normal and abnormal values of echocardiographic indices of diastolic function of left ventricle at rest
according to age categories, differentiated for gender. Yalues are presented as means ( + standard deviations) (the
cut-offs of these parameters have been derived from the following r-;'.-i"-;-_-r-;-_-nm:-;':sjil.“'5""“:*'."'MH:"'E"Ill

Parameter Mormal diast Diastolic dysfunction
2040 years years =b0 years Impaired Pseudo-normal | Restrictive
Male Female e Femnale Male Female relaation | filling fiking
My-inflow }
MV-E (mis) 0.79+0.14 (084017 |0.72 ¥.I JT 007 |06&7£0.05 (0722017
MV-A (m/s) 0.50+0.03 (051 £0.012 |06l tD.IO&Itﬂ.H 073006 |0T6x0.16
DecT (mis) 1798 + 464 | 1767+ 40.1 (1866 +£528 | I8 98 | 2175+ 697 (2015 £557 | >220 | 40-220 <140
E/A ratio (mis) .69 £052 | 172+052 |1.22+03l I 096 +027 (0991031 |(<I.0 1.0-2.0 »2.0
hert {m's) =110 &0-100 <5l
Tissue Doppler Q
e septal (cm/s) 1.9+ 27 123 + 0.3 98+ 16 97 £15 : @ 79+123 <f <H <8
e’ lateral {cmJs) 6.2 + 3.6 6.6 + 3.2 |26+ 3.0 12.4 + 3.0 9.5 <[ <|0 <|0
e’ mean sept-lat (cm/s) 140+ 29 145 + 2.4 1.2+ 2.4 .1+ 25 85+ 19
Ele’ septal 69+ 1.7 69 16 78114 B2+122 28 +30
Ele' lateral O+ 1.3 5.2+ 1.3 6.l £2.2 65+23 7.6+ L1
Ele’ mean sep-lat 5B+ 4 59+ 1.3 67+ LI 72+20 84+12 =13 =13

DecT = deceleration time of MV-E & = early diastolic tissue velocity; Efe’ = a ratioc between earty mitral inflow velocity and mitral annular eary diastolic welocty; IVRT =
isovolumetric relaxation time; MY = mitral vatves MY-A = mitral valve late diastolic inflow; MV-E = mitral valve early diastolic inflow.




SO NOW WHAT? O )\

DO WE NEED TO LOOK THER / UNDERTAKE MORE TESTS
DO THEY NEED ROUTINE §S)W UP

WHAT ARE THE TREATMENT

ACT ON

HEART FAILURE



Ischaemia

toxins

infiltration
Hypertension

High output disorders
Metabolic disorders

Immune/ inflammatory

Ox

Manage

mronotropicincompetence -
schaemia workup <=

Q

Aetiological Workup:

Ergometry

|

Inadequate blood
Blood pressure control <——Yes Pressureresponse? no

Chronotropic
Yes  incompetence? No —>

Yes

Ischaemia? No

Aetiological Workup:

Ischaemia workup

Cardiomyopathy workup: =
Biopsy, Scintigraphy / PET / CT,
blood tests, genetic testing

Vs

CMR

|

Ischaemia? NO =i

ific
iomyophathy? NO —>

Initiate standard HFpEF management

Continue aetiological workup
if appropriate

Initiate standard HFpEF management

ACT ON

HEART FAILURE



Clinical hint@L symptoms of potential TTR

Biceps rupture and spinal stenosis
relatively uniqgue to ATTR vs AL

< . CTS association with amyloid remains

unclear 1.2%-37%
varying with ethnicity

ge
/&&eral involvement

Michelle M. Kittleson et al. JACC 2023; 81:1076-1126.



“Red flags” for ATTR-CM

Reduction in longitudinal strain with apical
sparing

Discrepancy between left ventricular
thickness and QRS voltage (with a lack of left
ventricular hypertrophy on EKG)

Atrioventricular block, in the presence of
increased left ventricular wall thickness

Echocardiographic hypertrophic phenotype
with associated infiltrative features,

iv cluding increased thickness of the
«triwventricular valves, interatrial septum
a” d)'qht ventricular free wall

» ‘arked extracellular volume expansion,
abnorm~ .. n.lling time for the myocardium or
diffuse ate ¢ 1dolinium enhancement on CMR

Symptoms ¢, poly europathy and / or
dysautonon ia

History of bilateral ca.po’ cunnel
syndrome

Biomarker clues
. . . i i i in, wel) o
* persistent troponin elevation Midinsreasedhitoboning, ¥l o, Jested

 BNP disproportionately raised compared

to HF degree
“Red flags” that further support the possibility of an underlying ATTR-CM. ATTR-CM =
transthyretin amyloid cardiomyopathy; CMR = cardiac magnetic resonance imaging;
EKG = electrocardiogram.

May occur 10
years before
onset of
cardiomyopathy









WwWeb Table 9.1 Phase Il and Il clinical trials performed in patients with heart failure with mid-range ejection fraction
and heart failure with preserved ejection fraction

Trial Intervention Major inclusion criteria Mean Primary endpoints
Tollow-wup
PEP-CHF™ Perindopril vs () n index =14 (comesponding to 2.0y Mo difference in combined all-cause mortalicy or
placebao. L mptomatic HF ureated with diuretic, cardiovascular hospitalization (262 vs 372,
diastoli ion im echocardiography, age =70 y P =035}
I-PRESERVE 3'= Irbesartan vs IVEF =45 W with corroborative evidence, | 4.1 y Mo difference in combined all-cause moralicy or
placebao. or MYHA H spitalization in recent HF hiospitalization (24% ws 25%, P =0.54).
& montchs, age =6
CHARM- Candesartan vs | IVEF =405, NY v, ory of cardiac 30y Trend towards a reduction in combined cardiovascular
Preserved?'® placebao. hospitalization. mor@akity or HF hospitalizadon by 115 (223 ws 24%,
unadjusted P=0.12, adjusted P =0.051).
Aldo-DHF Spironolactone | IVWEF =50%, MY HA T =25 ml/min'kg. 1.0y Reducdon in Efe” by — 1.5 (P < 0.001)
vz placebao. diasrolic dysfunction on ec grapiy or atrial Mo change in peak WO (P =0.81).
fibrillation, age =50 y.
TOPCATI™ Spircnolactone | LVWEF =45%, =1 HF sign, =1 HF 33y Mo difference in combined cardiovascular death,
vs placebo. HF hospitalization within recent | N BMP aborved cardiac arrest, or HF hospitalization
=100 pgfmlL or NT-proBMNP =350 A . (19% ws 205, F =0.14).
SEMIORS'™ MNebivolol vs HF confirmed az HF hospitalization in r 1.8y Reductdon in combined all-cause mortalicy or
placeba. 12 months andfor IVEF =35% in recent & Ynoniti® cardicvascular hospitalization by 4%
age =0 y. 36% with LVEF =35%. (315 ws 35%, F =0.04).
DiNG-PEFR®= Drigoxin vs HF with LVEF =452, simus rhythom. ¥ Mo difference in combimed HF mortaliy or HF
placebao. hospitalization (2126 vs 2426 F =0.14)
PARAMOUNT™™ Sacubmril! HF with LVEF =45%, MYHA 11111, Reducdon in MT-proBMP: ratio of change sacubioril/
valsartan ws MNT-proBiNFP =400 pgfmnl. valsartan Q.77, 952 Cl QL&40.92 (P =0.005).
valsartan.
RELA Sildemafil vs HF with LVEF =45%, MTHA -1V, peak VIO, <607 of 24wy o change in peak WOk (F =0.90).
placebo. reference values, MT-proBMNP =400 pg/mL or high IV
filling pressures.
Aldo-DHF = Aldosterone Receptor Blockade in Diastolic Heart Failure: BRP = B-type natriuretic peptde; CHMBSR M- d = Candesartan Cilexetil in Heart Failure

Azcesoment of Reducton in Mortality; DIG-PEF = andllary Digitalis nwe st gation Group trial; HF = heart @ilure; 1-PRESEPVE = Irbesartan in Heart Failure with Preserved Hecton
Fraction Smudy; LAY = left abral volume indess LY = left ventricular; LVWEF = left ventrioular ejection fraction; LMl = left ventmicular mass indess BT proBMMP = M-terminal pro-B
type natriuretic peptde; MY HA = Mew York Heart Association; PARAMOULNT = LCZ6% Compared to Valsartan in Patents With Chronic Heart Failure and Preserved
Left-ventricular ection Fracticm Peak Wiy = peak ccygen uptake; PEP-CHF = Perindopril in Eldery People with Thronic Heart Failure; RELAS =

Phosphodiesterase-5 Inhibiton to mprowe Clinical Status and EBEoercise Capacity in D as tolic Heart Failure; SEREERS = Study of the Effects of N ebivolol Interventon on Cutcomes
and Rehosgpitalizations in Seniors with Heart Failures TOPCAT = Treamment of Preserved Cardiac Function Heart Failure with an Aldosterone Antagonists w = weels y = year.



Left ventricular
ejection fraction

Left u Left atrium enlargement
hypertrop

Elevated filling pressures

Natriuretic peptide
level (pg/mL)

EMPEROR-
Preserved (2021)*

DELIVER (2022)*

e'=early diastolic mitral annulus velocity. E/e"=early diastolic mitral inflow velocity to early diastolic
fraction. NA=not applicable. NT-proBNP=N-terminal pro-B type natriuretic peptide. SGLT2i=SGLT2 inhibjor

Septal or posterior w, Width >4-0 cm; length
thickness =11 ¢ ft >5.0 cm; area =20-0 cm?
ventricular mass indeOolume =55 mLorvolume

>95 g/m?(women) an index >34 mL/m?

>115 g/m? (men)
Septal or posterior wall ter) >3-8 cm,
thickness =1-1 cm leng® >5% cm; volume

>55 mL%r vol index
=29 mL/m’ <L ;

E/e’ (mean septal and
lateral) >13; e’ (mean septal
and lateral) <9 cm/s

% velocity. HFpEF=heart failure with preserved ejection

NT-proBNP >300 (no
atrial fibrillation) or
>900 (with atrial
fibrillation)

NT-proBNP =300 (no
atrial fibrillation or
flutter) or =600 (with
atrial fibrillation or
flutter)

Table: HFpEF definitions in recent clinical trials of SGLT2 inhibitors

P Campbell. Lancet 2024 doi.org/lO.1016/50140®Q3)ﬁ265cr3 U N

HEART FAILURE



Primary Endpoint: CV Death or hHF or an
JrgentsH L2

32

28

Placebo 26% RRR

HR 0.74 (0.65, 0.85)
DAPA  p=0.00001

24 -
20-
NNT = 21
16

12

Cumulative Percentage (%)

| | | | | Absolute Risk Reduction [ARR]=4%

0 3 6 9 12 15 18 21 Event rate/100 patient years:

No. at Risk Months from Randomisation 11.6 vs 15.6; p=0.00001
DAPA 2373 2305 2221 2147 2002 1560 1146 612

Placebo 2371 2258 2163 2075 1917 1478 1096 593

DAPA = dapagliflozin; HF = heart failure; hHF = hospitalisation for heart failure; HR = hazard ratio; NNT = number needed to treat.

37

1. McMurray JJV et al. N Engl J Med. 2019. https://doi.org/10.1056/NEJM0al1911303. Accessed September 19, 2019.



Renal function over time

deterioration in renal function as measured by eGFR levels,

p of standard of care

compared with place

80 A
— ] Empagliflozin
E 70 -
o
™~ ' 781 O Placebo
i =
~ 60 _ £ 761
E E 74 Empagliflozin
— 50 ~ 2 0.
£ £
m g 68
6 40 1 66610 0.5 1.0 1.5 2.0 25 35
S A
30 4 . .

0.0 0.5 1.0 1.5 2.0 2'}/ 3.0 3.5
Study duration (years)

There was a 39% relative reduction (6.1% ARR) in the risk cf i~ cident

or worsening nephropathy with empagliflozin vs placebo

Empagliflozin is not indicated for the treatment of kidney disease.

Incident or worsening nephropathy was a pre-specified component of the secondary microvascular outcome.

ARR: absolute risk reduction; eGFR: estimated glomerular filtration rate; RRR: relative risk reduction; SE: standard error; SGLT2: sodium-glucose co-transporter 2
Wanner C et al. N Engl J Med. 2016;375:323-334.



Worsening Renal Function in decompensated HF is driven by congestion not
hypotension

O

Prevalence of worsening renal function d

-

\_

100

40+

20+

Worsening Renal Function (%)

80

60

O

CVP8<16mmHg
Cr=1,6+0.9

CVP 8-16mmHg
Cr=1,6+0.8

CVP 16 -24mmHg
Cr=1,7+0.8

CVP >24 mmHg
Cr=2,1+1.1

mg/dl

Study based on 145 patients, WRF was defined as an increase of serum creatinine > 0.3 mg/d| during hospitalization

CVP, Central Venous Pressure, Cr, Creatinine clearance, SBP, Systolic blood pressure
Graph adapted from
Mullens W, JACC 2009;53:589

-

100

r@}pitalisation according to categories of admission

80+

60

40

c@ing Renal Function (%)

%

Cr=1.6+0.6

I I I
SBP 95 - 110mmHg SBP 110- 125 mmHg ~ SBP > 125mmHg

Cr=1.6+0.9

Cr=1.6+0.9

J

O

ACT ON

HEART FAILURE



Joint heart failure-renal position statement

CTHINK
KIDNEYS?

Changes in kidns | wnction and serum
potassium dv . ‘g A\ EIJARB/diuretic
treatr enth _Jdm~cy care

e N
ACEI/ARB/MRA/sacubitril valsartan are disease€m®difying drugs in patients with heart failure with
reduced ejection fraction which improve patient out N he risk of stopping or reducing dose is, in
general, likely to be greater detriment to a patient’s asis than a modest increase in serum

a.
N J

ACT ON

Changes in kidney function and serum potassium during ACEI/ARB/diuretic treatment in primary care. A position statement from the Think Kidneys, the Renal Association, and the British Society for Heart Failure. October 2017. H EA HT FA | LU RE



Management of Congestion? 142235

Patient presents with likely HF including oedema/fluid retention

Check U&E
I

|
Q:»a Already on loop diuretics

Initiate one of:

B furosemide 40-80 mg (st
dose usually 40-240 mg)

Add furosemide 40 mg od or
bumetanide 1 mg od to usual

. dose (e.g. if on furosemide 40 mg
® bumetanide 0.5-1.0 mg (standa daily, increase to 80 mg daily; if on
dose usually 1-5 mg) umetanide 1 mg daily, increase to

@ torasemide 5-10 mg (standard 2 mg daily)

dose usually 10-20 mg)

+ Review response aﬂ:Q +

I
Insuff @ res

Sufficient response
® Check adherencg/s

ponse |

Consider reducing/deprescribing

loop diuretics once the patient is
euvolaemic and on GRMT, as many
medications prescribed for HFpEF
and its associated LTCs have a
diuretic effect

B8 Consider doublin

adding a thiazide-lik
and/or adding an MRA; these
can be added individually or in
combination



Complementary and additive -2

/ Existing HF therapy

Any c%ation of ACEi, ARBs, ARNI, BB, MRA and devices

Diuretics
Note: in patients with volupfédepletion, recommend correcting prior to initiation of

SGLT2 may be dapagliflozin

administered Co n CV medications
with... Including IBlatelets and statins

Common ications
Including metformitm=2PR#a{and GLP1-RA

Also including SU and insulin — increased risk poglycemia when dapagliflozin is
combined with insulin and SUs; may nee iust dose of these agents

Consult the Summary of Product Characteristics for full details.

*In patients with severe hepatic impairment, a starting dose of 5 mg is recommended. If well tolerated, the dose may be increased to 10mg.
ACEI, angiotensin-converting-enzyme inhibitor; ARB, angiotensin receptor blocker; ARNI, angiotensin receptor—neprilysin inhibitor; BB, beta blocker; CV, cardiovascular; DPP4i, dipeptidyl peptidase 4 inhibitor;

eGFR, estimated glomerular filtration rate; GLP1-RA, glucagon-like peptide 1 receptor agonist; HFrEF, heart failure with reduced ejection fraction; MRA, mineralocorticoid receptor antagonist; SU, sulfonylurea;
T2D, type 2 diabetes.

References: 1. Forxiga 10mg film-coated tablets. Summary of Product Characteristics. November 2020. 2. McMurray JJV, et al. N Engl J Med. 2019;381:1995-2008



Indapamide, Metolazon

Empagliflozin 10mg o.d.

Dapagliflozin 10mg o.d. Loop (Furosemide, Bufget®nide, Torasemide)
+/- Thiazide (Bendroflur@ide,
OR Chlorthalidone, Hydrochl @
+/- MRA (Spironolactone, Eplerenoﬂe) :

P Campbell. Lancet 2024 doi.org/10.1016/S0140-6736(23)02756-3

Ccv
AF: anticoagulate, rate + rhythm control
CAD: antiplatelet, lipid-lowering, revascularise
Valvular heart disease
HTN: ACEi/ARB, Calcium Channel Blockers,
diuretics
Stroke
Non-CV
DM: SGLT2i; [avoid saxagliptin & TZD]

besity: GLP-1RA, exercise, caloric restriction

: SGLT2i, ACEi/ARB, finerenone

ng disease/sleep disorder: OSA screen/treat
Also: thyroid disorders, frailty / cachexia /
sarcopenia, iron deficiency & anaemia,
electrolyte disorders, gout & arthritis, erectile
dysfunction, depression, cancer, infection




Treatment /b
O

Dapagliflozin 10mg OD

-

Avoidance of beta-blockers
Bumetanide 2mg bid

Increase ACEI

Spironolactone 25mg od

Sleep
Cardiac rehabilitation Studies

Change linagliptin for GLP1RA



Conclusion /I/
&




REMEMBER - RELAXATION IS IMPORTANT - BUT ENERGY DEPENDENT !
vd

ACT ON

HEART FAILURE
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