Srdecni selhani a fibrilace sini

Jan Krejci
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Kardiovaskularni onemocnéni v CR: vyvoj prevalence

2013 2023 % zména

Nemoci obéhové soustavy (I00—-199; bez

cévnich nemoci mozku 160-169) 2231225 2699312

Hypertenze (110) 1764690 2177982

[ Poruchy vedeni vzruchu, arytmie 299 170 411 828

(144,145, 147-149)

Ischemicka choroba srdecni (120-125) 510510 384 671

Srdetniselhani (150) 310397 374837 +21% _ <

Onemocnéni chlopni (105-108, I133—-139) 86 203 110 580

Cévni mozkova prihoda (160-164) 32 293 25 067

Kardiomyopatie (142) 16551 19 350

Akutni koronarni syndrom (121-122) 15 655 13018




Srdecni selhani a fibrilace sini

Managing Atrial Fibrillation in Patients With Heart
Failure and Reduced Ejection Fraction

A Scientific Statement From the American Heart Association

people with AF have a nearly b-fold increased risk of HF

(relative risk, 4.62 [95% ClI, 3.13—6.83])'¢; this elevat
risk is true for both HF with preserved ejection fracti
(HFpEF) and HFrEF although AF in HFrEF was mu
more common.?® In HFpEF, the prevalence of AF rang
from 25% to 39% and is higher with worsening diasto
dysfunction.'” In HFrEF, the prevalence is higher w
worsening New York Heart Association (NYHA) cla
ranging from 4.2% for class | to 49.8% for class IV.
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people with AF have a nearly 5-fold increased risk of HF
(relative risk, 4.62 [95% CI, 3.13—6.83])'%; this elevated
risk is true for both HF with preserved ejection fraction
(HFpEF) and HFrEF, although AF in HFrEF was much
more common.”’ In HFpEF, the prevalence of AF ranges
from 25% to 39% and is higher with worsening diastolic
dysfunction.” In HFrEF, the prevalence is higher with
worsening New York Heart Association (NYHA) class,
ranging from 4.2% for class | to 49.8% for class IV.

0 Circ Arthythm Electrophysiol. 2021;14:e000078. B A
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Cetné interakce srdeéniho selhani a fibrilace sini

Managing Atrial Fibrillation in Patients With Heart

Failure and Reduced Ejection Fraction

A Scientific Statement From the American Heart Association IFIIIlng Electrical
Pressures Remodeling
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Circ Arthythm Electrophysiol. 2021;14:¢000078.

Genetics

Myocardial

Fibrosis
— ‘ Chamber
= Remodeling

Heart Atrial

Activation

Disruption in

Mitral Ca?* metabolism

Left Atrial
Dilatation

==
me

NI Regurgitation
0



Srdecni selhani a fibrilace sini

Heart Failure With Preserved
Ejection Fraction and Atrial Fibrillation

Vicious Twins

J Am Coll Cardiol 2016;68:2217-28)
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HFpEF

LV hypertrophy and fibrosis
Diastolic dysfunction

Maintenance of AF

FIGURE 3 Pathophysiology and Shared Mechanisms in HFpEF and AF

Reduced ventricular filling
LV myocardial fibrosis
Diastolic dysfunction

G.'stemic inflammation \

» Neurohormonal activation

« Up regulation of RAAS

» Endothelial dysfunction

» Reduced ANP release

« Annular remodeling (mitral
valve and tricuspid valve
regurgitation)

« Chronotropic incompetence
and tachycardia induced

Qrdiomyopathy )

« Aging
« Obesity

Left atrial enlargement
and stretch

|

Atrial fibrosis
(Abnormal distribution of
gap junctions and
loss of cell-to-cell coupling)

|

Electrical remodeling
and increased atrial
refractoriness
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AF

Common risk factors:
« Hypertension

« Obstructive sleep
apnea syndrome



Spolecny patofyziologicky mechanismus
celé rady KV, ale také metabolickych onemocnéni a CKD

A Synopsis of the Evidence for the Science

and Clinical Management of Cardiovascular-
Kidney—l\/]etabolic%CKM) Syndrome: A Scientific
Statement From the American Heart Association

Circulation. 2023;148:1636—1664.
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Obezita
- klicovy prvek v patofyziologii téchto onemocnéni

AT in Obesity
Adipose Tissue-Endothelial Cell
Interactions in Obesity-Induced
Endothelial Dysfunction
Endocrine Paracrine

o’.o °°o° o...
0.%® 00,0 0,°%,°

Spolecna patofyziologicka cesta rozvoje

kardiovaskularni chorob i onemocnéni
ledvin...vCetne fibrilace sini

Peripheral EC  Cardiac EC PVAT/EC EAT/EC

Endothelial /
Dysfunction
FAKULTNI
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D Front. Cardiovasc. Med. 8:681581. U'SV, ANNY

V BRNE

==
mea




Vejce nebo slepice?
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Fibrilace sini je vejce (zpUsobuje srdecni selhani)

Srdecni selhani je vejce (vede k FiSi)

HF i FiSi jsou slepice i vejce — sdileji spolecné rizikové
faktory a nékdy se projevi prvni FiSi a jindy HF

Nema cenu premyslet o tom, co je vejce a co je slepice

FAKULTNI D)
NEMOCNICE
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V BRNE



Fibrilace sini - rizikovy faktor Ci pri

¢ina HF?

The Atrial Fibrillation Paradox of Heart Failure

1233
Referrals with

suspected

heart failure

342
No LVSD

pritomna jiz v dobé diagnézy HF

nebo dokonce predchazi rozvoji
HF, spiSe nez ze by se vyvinula az
po vzniku HF.

891
LVSD
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Congest Heart Fail. 2010;16:3-9.



Fibrilace sini - rizikovy faktor Ci pri

¢ina HF

?

The Atrial Fibrillation Paradox of Heart Failure

1233
Referrals with

401
S tézsimi symptomy a vysSim .
vékem se zvysuje vyskyt FiSi .
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Congest Heart Fail. 2010;16:3-9.
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Fibrilace sini - rizikovy faktor Ci pricina HF?

The Atrial Fibrillation Paradox of Heart Failure

1233
Referrals with

Paradox fibrilace sini (FS) u srdec¢niho selhani (SS) oznacuje jev, kdy u
pacientl se SS je vyskyt FS (tedy prevalence) velmi vysoky, zatimco incidence

vzniku nové FS u pacientti se SS je relativné nizka.

1 | | 1 10
f N ( 65 (7%)
197 (22%) 6 (1%) Paced 623 (70%) |
Persistent AF | | Atrial Flutter Sinus Rhythm >
L N ) Rhythm V
| 0 ; ; ,
| | |
4 N ( ) 1 11 11T v
77 (39%) 73 (37%) 67 (24%)
AF prior to HF AF with HF HF prior to AF
A J X J

Congest Heart Fail. 2010;16:3-9. USVANNYA



Fibrilace sini - rizikovy faktor ci pricina HF?

The Atrial Fibrillation Paradox of Heart Failure

1233
Referrals with

Paradox fibrilace sini (FS) u srde¢nib~

pacientll se SS je vyskyt FS (ted*

vzniku nové FS u pacientO -
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Fibrilace sini - rizikovy faktor Ci pri

¢ina HF?
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CENTRAL ILLUSTRATION: Prognostic Implication and Global Perspectives
of AF in Patients Hospitalized for HF

13,401 Participants
REPORT-HF Registry: 44 Countries, 6 Continents

57.6% With Prior HF, 31.8% With Prior AF (75.1% of These Presented in AF), 30.8% Presented in AF
38.7% AF Prevalence at Admission (Prior AF + Presented to Admission in AF):

32.1% in HFrEF, 40.8% in HFmrEF, 48.5% in HFpEF

1-Year All-Cause Mortality 1-Year All-Cause Mortality

Combinatorial Strata Adjusted HR (95% ClI)

Prior HF, prior AF, presented in AF 1.54 (1.34-1.78)

§ Prior HF, no prior AF, presented in AF 1.51(1.20-1.90)
< —
% Prior HF, prior AF, presented in S-R 1.17 (0.95-1.43) H
a Prior HF, no prior AF, presented in SR 1.35(1.19-1.52) —_—
No prior HF, prior AF, presented in AF 0.93 (0.75-1.16) +—mf—t
T . B T T No prior HF, no prior AF, presented in AF 1.13 (0.87-1.47)  +—i
0 100 200 300 400 ] - .
Days Since Discharge From Index Hospitalization No prior HF, prior AF, presented in SR 1.25(0.92-1.70)  +H—i—i
--- No Prior HF, No Prior AF, SR — Prior HF, No Prior AF, SR No prior HF, no prior AF, presented in SR 1.00 (Ref.)
No Prior HF, No Prior AF, AF Prior HF, No Prior AF, AF | S S |

--- No Prior HF, Prior AF, SR — Prior HF, Prior AF, SR 06 1 14 1.8 22
--= No Prior HF, Prior AF, AF — Prior HF, Prior AF, AF Adjusted HR

« Combinatorial analysis highlight the influence of prior HF on prognostic implication of AF in patients hospitalized for HF.

« Presenting in AF (with or without prior AF) was associated with elevated 1-year all-cause mortality in patients with prior HF but
not in patients with new-onset HF.

Chyou JY, et al. JACC Heart Fail. 2025;13(3):453-464.

FiSi je
prognosticky

rizikovym faktorem
pouze pfi
preexistujicim HF

FAKULTNI
NEMOCNICE
U SV. ANNY

V BRNE




Fibrilace sini - rizikovy faktor Ci pricina HF?
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CENTRAL ILLUSTRATION: Prognostic Implication and Global Perspectives
of AF in Patients Hospitalized for HF

13,401 Participants
REPORT-HF Registry: 44 Countries, 6 Continents

57.6% With Prior HF, 31.8% With Prior AF (75.1% of These Presented in AF), 30.8% Presented in AF
38.7% AF Prevalence at Admission (Prior AF + Presented to Admission in AF):
32.1% in HFrEF, 40.8% in HFmrEF, 48.5% in HFpEF

1-Year All-Cause Mortality 1-Year All-Cause Mortality

Combinatorial Strata Adjusted HR (95% ClI)
r———————————————————————————————————
Prior HF, prior AF, presented in AF 1.54 (1.34-1.78)

. 3 . .
U pac|entu S F|S| Prior HF, no prior AF, presentedin AF  1.51(1.20-1.90)

— — .
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bez pi'.ed C h OZih O H F = Prior HF, no prior AF, presented in SR 1.35(1.19-1.52)
nez h or é u J e = | S | No prior HF, prior AF, presented in AF 0.93 (0.75-1.16) —

No prior HF, no prior AF, presented in AF 1.13 (0.87-1.47)

p rog n 6z u p roti té m P ) No prior HF, prior AF, presented in SR 1.25(0.92-1.70) H

No prior HF, no prior AF, presented in SR 1.00 (Ref.)

se SR oo .
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Wmh

0.6 1 14 1.8 22
Adjusted HR

« Combinatorial analysis highlight the influence of prior HF on prognostic implication of AF in patients hospitalized for HF.

« Presenting in AF (with or without prior AF) was associated with elevated 1-year all-cause mortality in patients with prior HF but
not in patients with new-onset HF.

FAKULTNI
Chyou JY, et al. JACC Heart Fail. 2025;13(3):453-464. NEMOCNICE
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Fibrilace sini - rizikovy faktor Ci pricina HF?
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CENTRAL ILLUSTRATION: Prognostic Implication and Global Perspectives
of AF in Patients Hospitalized for HF

13,401 Participants
REPORT-HF Registry: 44 Countries, 6 Contine~

57.6% With Prior HF, 31.8% With Prior AF (75.1% of These Pre=-
38.7% AF Prevalence at Admission (Prior AF + P~
32.1% in HFrEF, 40.8% in HF~

1-Year All-Cause Mortality
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« Combinatorial analysis highlight the influence of prior HF on prognostic implication of AF in pat
« Presenting in AF (with or without prior AF) was associated with elevated 1-year all-cause mortality WiT patieiits Wit prior rir oot

not in patients with new-onset HF.

FA

Chyou JY, et al. JACC Heart Fail. 2025;13(3):453-464.
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A nebo jsou FiSi a HF spise dvojcata... alespon sourozenci?

A Synopsis of the Evidence for the Science
and Clinical Management of Cardiovascular-
Kidney—l\/letabolic%

Circulation. 2023;148:1636—1664.

Heart Failure With Preserved
Ejection Fraction and Atrial Fibrillation

...a jejich matkou

/otcem je obezita...
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CKM) Syndrome: A Scientific
Statement From the American Heart Association

Ectoic fat deposition
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hyperfiltration
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Heart-kidney interactions
(Cardiorenal syndrome)

Albuminuria/proteinuria

Glomerulosclerosis
Tubulointerstitial fibrosis
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Obezita jako rizikovy faktor fibrilace sini

Impact of Obesity on Atrial Fibrillation
Pathogenesis and Treatment Options

J Am Heart Assoc. 2024:13:e032277.
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Mechanisms of Obesity-Mediated AF

Hemodynamic & structural changes
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Obezita je rizikovy faktor vzniku, ale i rekurence fibrilace sini

Impact of Obesity on Atrial Fibrillation
Pathogenesis and Treatment Options

CONCLUSIONS

Obesity mediates AF by structural and electrical
remodeling, including adiposity, neurohormonal
changes, inflammation, fibrosis, and oxidative stress.
Obesity can also affect AF treatment success through
alterations in drug pharmacokinetics and target ex-
pression or function. On the basis of the evidence
presented in this review, health guidelines should
consider recommending DOAC and class Il AADs for
obese patients with AF because they retain similar ef-
ficacy in obesity. Obese patients with AF are more
likely to experience inferior catheter ablation out-
comes, comorbidities, and POAF. Although the obe-
sity paradox has been postulated in AF, weight loss
is @ demonstrated beneficial measure in reducing AF
burden and postablation recurrence. In addition, EAT,

Atrial Cardiomyocyte
Electrophysiology Changes in Obesity

Obesity
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Nejen obezita, ale i CKD je rizikovy faktor fibrilace sini

Association of Chronic Kidney Disease
With Atrial Fibrillation in the General Adult

Population: A Nationwide Population-Based
Study

002

Vyssi stadia CKD jsou spojena

s vysSSim vyskytem FiSi

000

CONCLUSIONS: CKD is associated with an increased incidence of AF. Even mild CKD is associated with incident AF, and there
was a stepwise increase in the risk of incident AF with a decrease in renal function.

MUNTI J Am Heart Assoc. 2023;12:e028496.
MED U SV. ANNY



Redukce kardiometabolickych rizik je dlilezita nejen pro redukci HF,
DM, hypertenze a CKD, ale také pro snizeni incidence FiSi



Optimalizace 1écby brani negativni remodelaci LK, rozvoji mitralni
regurgitace, a tim i remodelaci sini

Heart Failure With Preserved
Ejection Fraction
JACC Scientific Statement

Severe PH
+RV contractility Permanent AF
WALV UL EER  {Lung vascular disease

= . t Tricuspid regurgitation EETeTIEIINT TN TAT: |
LV relaxation i
| % : tVentricular
LV compliance -

Lécba branici rozvoji
remodelace levé siné

LV, LA, or Right Heart Mechanics

ainssald Asejde) pue jel911y Aieuow)ng

UAAGLENIGILEIRE .,  Intermittent AF i >
o v rve e . function "y . fPulmonary.""'-.. o
muze snizit rlZlkO Vznlku ------- vascular pressures “**-..
oM. o s o tPulmonary vascular e atrest T
f i b ri I ace sini pressureswithexerciseonly e e
Exercise-induced Resting Right Heart
LA Hypertension LA Hypertension Failure

<4msssssssssss  HFpEF Phenotypic Spectrum  me—)

Borlaug BA, et al. J Am Coll Cardiol. 2023;81(18):1810-1834.
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Reverzni remodelace levé siné po lécbé dapagliflozinem

Impact of dapagliflozin on cardiac remodelling
in patients with chronic heart failure:
The DAPA-MODA study

3 5%
0%
o
=
n=162 g -5%
v Stablished HF diagnosis LVEF <40% a
v Prior LVEF (<1year) n=78 Dapaghflozm 10 mg/day w _10% p=0.199
v/ NT-proBNP >600pg/ml Z -8.5(-19.2, 3.6)
¥ Optimized therapy (>1 month) LVEF>40% o
v Stability (>1 month) n=84 LVEDV NT-proBNP LVI mass 2, -15%
v No SGLT2i &
£ o p=0.001
e N -18.1(-27.7, -7.3)
E
_259
-8.6% -18.1% -13.1% 25%
Baseline 30 days 180 days
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Plati to univerzalneji?

Protective Effects of Sodium-Glucose
Transporter 2 Inhibitors on Atrial
Fibrillation and Atrial Flutter:

A Systematic Review and Meta-
Analysis of Randomized Placebo-
Controlled Trials

Li et al, Frontiers Endocrinol 2021

Conclusions: SGLT2i use is associated with a 19.33% lower SAEs of AF/AFL compared
with the placebo. Dapagliflozin users had the lowest SAEs of AF/AFL incidence. Further
studies are needed to determine whether canagliflozin, empaglifiozin, ertuglifiozin, and
sotagliflozin similarly exert protective effects against AF/AFL development.

MUNI
MED

24

NCTO0673231 2012 [
NCTD0528879 2013 1 409
NCTO1042077 2014 2 482
NCTO1646320 2015 1180
NCTO0528372 2015 0 40
NCTDI17230534 (DECLARE-TIMI 58 trial) 2019 94 8574
NCTO3036124 (DAPA-HF trial) 2019 2% 2368
NCTO3036150 (DAPA-CKD wisl) 2020 4 2149
‘Subtotal (95% C1) 15159

Total everts 132
Hatoroganeity; Tau® = 0.00; Chi* = 5,86, df = 7 (P = 0.56% F = 0%
Test for overall effect: 2 = 2.96 (F = 0.003)

2.1.2 Canaglifiozin
NCTO1108625 (CANTATA-MSU trial) 2013
NCTD0B42278 2013
NCTD1106651 2014

1

1

Il
NCTO1064414 2014 2 179
NCTO1022112 2014 1 308
WCTOIGB3754 (CANVAS:R trial) 2017 14 7004
NCTO1032629 {CANVAS trial) 2017 39 2886
NCTO2065791 (CREDENCE trisd) 2019 16 2200
‘Subtotal {35% C1) 9588

Total everts 7
Haterogeneity: Tau? = 0,00; Chi* = 0.89, df = 7 (P = 1,00k F = 0%
Tost for overall affect: Z =132 (P = 0.18)

2.1.3 Empaglifiozin

NCT00749120 2013 1 3
NCTO1164501 2014 i 418
NCTO1011868 2015 1 324
NCTD1210001 2015 1 33
NCTO1734785 2016 1 =
NCTO1131676 {EMPA-REG OUTCOME triaf) 2015 E
NCT03152662 2019 1 30
INCT03448418 2020 [LEES
NCT03448408 2020 2 187
NCTO3200860 {EMPA-RESPONSE brisl) 2020 o 40
‘Subtotal {35% C1) 6720
Total avarts.

a5
Hataroganedty: Tau® = 0.00; Chi* = 2.87, df =9 (P = .97k I = 0%
Test for overall effect: Z = 0.54 (P = 0.50)

2.1.4 Sotaglificzin

NCT02384541 2019 1 525
‘Subtotal {35% C1) 525
Total evenis 1

Heterogensly. Not applicable
Test far overall effect: Z = 0.48 (P = 0.63)

2.4.5 Ertuglifiozin

NCTO1885855 2018 1 313
NCTO2033869 2018 3 42
NCTOI8BEEET 2020 3T
‘Subtotal {35% C1) 2
Total avents

35
Heterogensily: Tau' = 0.00; Chi* = 0.70, df = 2 (P = 0.71) F = 0%
Test for averal effect: Z = 0.30 (F = 0,76)

Total (95% CI) 35464
Total avents. 201
Hateroganedty: Tau® = 0.00; Chi* = 14,76, df = 23 (P = 0.99); F = 0%
Test for overall effect: 2 = 2.58 (P = 0.010)

Test for suboraun differances: Chit = 4.45. df = 4 (P = 0,351 F = 10.2%
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Plati to univerzalnéji?

Sodium-glucose co-transporter-2 inhibitors e

for the prevention of atrial fibrillation: =

a systemic review and meta-analysis o =

Hong-Da Zhangf, Lei Dingf, Li-Jie Mi, Ai-Kai Zhang, Kuo Zhang, Zi-Han Jiang, R ot

Feng-Yuan Yu, Xin-Xin Yan, Yu-Jing Shen ©® *, and Min Tang ® * anemesy o
European Journal of Preventive Cardiology (2024) 31, 770-779 . 20 =
Conclusion For patients with cardiometabolic diseases or risk factors, SGLT2 inhibitors did not decrease the risk of AF occurrence, re-

gardless of follow-up duration, type or dose of the drug, or the patient population.
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SGLT2i nejspis redukuiji riziko FiSi

Sodium-Glucose Co-Transporter Inhibitors
Study or Subgroup Events Total Events Total Weight M-H, Random, 95% CI M-H, Random, 95% CI
) ) ] . ) ] Bailey et al. 2013 1 409 ) 137 02% 1.01 [0.04, 24.64] e
and Atrial Fibrillation: A Systematic Review 't @3 @ amedan —r—
. CANTATA-MSU 1 313 0 156  02% 1.50 [0.06, 36.61] —
. . CANVAS 53 2886 32 1441 89% 0.83[0.54, 1.28] -
and Meta-Analysis of Randomized e wow m omm o oneius —
Cefalu etal. 2015 0 460 1 462  02% 033[0.01,8200 —— |
. CREDENCE 18 2200 21 2197 43% 0.86 [0.46, 1.60] —
DAPA-CKD 9 2149 20 2149 27% 0.45(0.21,0.99] -/
Contr0| | ed Trl alS DAPA-HF 36 2368 46 2368 9.0% 0.78[0.51, 1.21] i
DECLARE-TIMI 58 163 8582 221 8578 41.8% 0.74 (0.60, 0.90] -
DELIGHT 0 145 0 148 Not estimable
DURATION-8 0 2% 2 230 02% 020(001,418) ¥
- - - - EMPA-REG BASAL 2 324 ) 170 02% 263[0.13, 54.49] |
What Are the Cllnlcal ImpllcathnS? EMPA-REG EXTEND MONO 0 1655 3 82 02% 0.07 (0.00, 1.37) +———————1
. . o . EMPA-REG EXTEND PIO 2 333 ) 165 0.2% 249 (0.12, 51.47] —7
* Treatment with SGLT inhibitors may be associated EMPAREGRENAL o me g mmoame amems T
with a lower incidence/recurrence of AF/flutter. Ferammi o o. 200 % T "% oam omww s —————
. 0w . inTandem1 1 525 1 268 02% 0.51[0.03,8.13] D B
e SGLT inhibitors appear to reduce cardiovascular nTandend 1oes 0 3 o2 020127394 —
. . . . Leiter et al. 2014 2 482 3 483  05% 0.67 [0.11, 3.98] R
outcomes in patients with and without AF/flutter. Mo 8. 205 I R E—
oden et al. 2013 0 534 ) 229 Not estimable
* Moreresearch is needed to characterize the effect VeRmsey S s @ ous wm  ompsiz ~
- . . VERTIS FACTORIAL 0 487 1 247 0.2% 047[001,8404) ¥
of SGLT inhibitors on AF burden and symptoms. VERTIS-VET ¢ a0 a9 oz esss b6l —
VERTIS RENAL 1 313 0 154 02% 1.48 [0.06, 36.14) — ]
Wilding et al. 2012 0 610 1 197 02% 0.11[0.00, 2.64] —
Yale et al. 2014 2 179 0 90 02% 2.53 [0.12. 52.10] —
| Total (95% c1 42931 32348 100.0% 0.75 [0.66, 0.86] ¢
Heterogeneity: Tau® = 0.00; Chi® = 23.14, df = 28 (P =0.73); F = 0% v ¥ + v '
Test for overall effect: Z = 4.31 (P < 0.0001) oo F:\;ours SGLT»l‘ Favours PIa‘cgbo/Conlrélon ‘
Figure 1. Forest plot comparing serious atrial fibrillation or atrial flutter events {0 on SGLT inhibi vs
I bo/ olinr d i d lled trials.

CONCLUSIONS: SGLT inhibitors may reduce AF events and likely reduce heart failure hospitalization/cardiovascular death to a
similar extent in patients with and without AF.

MUNI J Am Heart Assoc. 2021:10:e022222. EMOENIC
MED U SV. ANNY




HFpEF a fibrilace sini

Screening for Unrecognized HFpEF in
Atrial Fibrillation and for Unrecognized
Atrial Fibrillation in HFpEF

HIGHLIGHTS

e AF commonly coexists with HFpEF, but the optimal screening approach for one condition in
the presence of the other is unknown.

e There is a high prevalence of unrecognized HFpEF in patients with dyspnea and AF when
evaluated by definitive testing.

e Diagnosing occult HFpEF in AF allows initiation of a sodium-glucose transporter-2 inhib-
itor or semaglutide to improve symptoms and outcomes beyond AF management.

e Occult AF is highly prevalent in patients with clinical HFpEF; anticoagulation for AF
>6 minutes may decrease risk of stroke.

M E I[\]I 1 J Am Coll Cardiol HF 2024;12:990-998
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Screening for Unrecognized HFpEF in
Atrial Fibrillation and for Unrecognized
Atrial Fibrillation in HFpEF

FIGURE 1 ACC/AHA Stages of HF

/

Fibrilace sini (FS) sama o sobé neni automaticky
povazovana za strukturalni srdecni onemocnéni, ale

SERIEK for Heart ralkee: muze byt jeho dusledkem nebo souéasti Sir§iho
spektra strukturalnich zmén srdce.
Patients at risk for HF but Patients without current or od HF svmpto l
without current or previous pt:;l:':sbslrwmlszgfns
I - ofHF 3 . . Ll . 4 . . o .
e SRl e Identlflkac? rizikovych jedinct (tedy i
- al'm’tdwse“ . o . ré r . LX) vge 4 [ .
AR=EnAl et o Structural heart disease pacientu s fi sini) a jejich peclivy morfltormg
Eiancs cf Fxased (ECHOkg, NT-proBNP, UACR) zrychluje
| ing pressures
Patients with i A Y i
S with st el T zachyt nemocnych s rozvojem HF.
exposure to cardiotoxic - increased natriuretic
agents, genetic variant for ide levels or 2 1A& H<H Y1 3
e S el Samotna lécba FiSi muZe naopak snizit
history of cardiomyopathy cardiac troponin nei H i Ani
Moekon ol incidenci srdecniho selhani.
\ competing diagnoses

FAKULTNI ®
. . . . NEMOCNICE
Heidenreich, PA et al. Circulation. 2022 May 3;145(18):e895-e1032. U SV. ANNY
V BRNE



FiSi ma vyznamnou roli v diagnostice HFpEF

A Simple, Evidence-Based Approach to Clinical Variable | Values Points
Help Guide Diagnosis of Heart Failure With H Heavy Body mass index > 30 kg/m?
Preserved Ejection Fraction 2 Hypertensive 2 or more antihypertensive medicines
F  Atrial Fibrillation Paroxysmal or Persistent 3
Pul Doppler Echocardiographic estimated
P uimonary Pulmonary Artery Systolic Pressure > 35 1
— Hypertension mmHg
C HM OTN OST E  Eider Age > 60 years 1
] HYPERTENZE 6 bodu = F Filling Pressur Doppler Echocardiographic E/e’ > 9 1
90% g Pressure pp grap
TN Sum
= FIBRILACE SINI H,FPEF score (0-9)
Total Points 0 1 2 3 4 5 6 7 8 9
Probability of HFpEF % 03 04 05 06 07 08 09 0.::-35l
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Nejefektivnéjsi Iécbou fi sini je RFA / PFA

Managing Atrial Fibrillation in Patients With Heart
Failure and Reduced Ejection Fraction

A Scientific Statement From the American Heart Association

Circ Arrhythm Electrophysiol. 2021;14:e000078.

Indikujme véas, zlepsime

vysledky!
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Management of AF in HFrEF

Evaluate for Rhythm
Control by CA

Likely to benefit from CA*

. AF mediated cardiomyopathy suspected

.NYHA Class |, Il

. No significant ventricular scar on LGE-MRI

. None/mild atrial fibrosis

. Paroxysmal and early persistent AF

. Younger patients and/or no significant comorbidities

Ablation' o ‘

| |

Monitoring for AF Repeat Ablation +
recurrence/burden Antiarrhythmic Therapy




HF, fibrilace sini a nefarmakologicka lécba - CASTLE-HF

V pfipadech jasné asociace mezi paroxysmalni nebo

perzistujici fibrilaci sini a zhorSenim pfiznaki srdecniho

selhani, které pretrvavaji i pfes medikamentoézni terapii,

je vhodné zvazit katetrizacni ablaci jako prevenci nebo lla
Ié¢bu fibrilace sini.

Catheter Ablation for Atrial Fibrillation with Heart Failure

A Death or Hospitalization for Worsening Heart Failure
1.0+
0.94
8
&S 0.8+
£ g 074 Ablation
>
£3 0.6
v < 0.54
53
>3 04 Medical therapy
= a0
B2 031
|% 0.2 Hazard ratio, 0.62 (95% Cl, 0.43-0.87)
& - P=0.007 by Cox regression
0.1 P=0.006 by log-rank test
0.0 T T T T 1
0 12 24 36 48 60
Months of Follow-u
No. at Risk
Ablation 179 141 114 76
Medical therapy 184 145 111 70

MUNI
ME

B Death from Any Cause

1.0

i
09 o Ablation
3 0.8
s 074 v
: e
% 0.6-] Medical therapy
2 os
2 04
"
£ 03
& 02 Hazard ratio, 0.53 (95% Cl, 0.32-0.86)
-2 P=0.01 by Cox regression
0.14 P=0.009 by log-rank test
0.0 T T T T 1
o 12 24 36 48 60
Months of Follow-up
No. at Risk
Ablation 179 154 130 94 71 27
Medical therapy 184 168 138 97 63 19
C Hospitalization for Worsening Heart Failure
1.0 s
g
09 e
T s
Neny M Ablation
Y -
N

robability of Freedom
m Hospital Admission

Medical therapy

Lécba (RFA/PFA) fibrilace sini redukuje

hospitalizace pro srde¢ni selhani i mortalitu

D N Engl ] Med 2018;378:417-27.

U SV. ANNY



Fibrilace sini a nefarmakologicka lécba u pokrocilého HF - CASTLE-HTx

Catheter Ablation in End-Stage Heart Failure 8 oot oy o
with Atrial Fibrillation

307 Hazard ratio, 0.29 (95% Cl, 0.12-0.72)
9%

80 20
70

Medical-therapy group

g
§ 60 10
A Primary End Point 2 5 A Ablation group
£ 1 T T T )
100+ 407 Hazard ratio, 0.24 (95% CI, 0.11-0.52) : ¢ A 0 e
90 20 P<0.001 by log-rank test 5
T 801 Medical-therapy group lo‘f/J?’/_,’—’—ll—l;‘
.g 0. 20- t = = = :
I 604 &4 - - 7z . A .
o -
3. _— Lécba fibrilace sini redukuje HFH a mortalitu i
- 7] ation group
@ ’ vy s v s ;s s
2 - 0 T T T 1
£ 1 u nemocnych s pokrocilym srdecnim selhanim
=1 30
g g 5]
O 204 g 70 10
10 $ o
_'_'_,—.-'—'7 5 50+ Ablation group
0 T T T 1 i 40 0 180 360 540 720
0 180 360 540 720 ? o)
Days since Randomization “ TZ:
No. at Risk 180 360 540 720
Medical-therapy group 97 75 72 41 12 Dayi since Randomization
Ablation group 97 94 88 50 20 No. at Risk
Medical-therapy group 97 79 76 2 12
Ablation group 97 94 92 51 20

MUNT N Engl ] Med 2023;389:1380-9.
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Fibrilace sini a efekt lécby HF

Management of Atrial Fibrillation Across the PAROXYSMAL AF | PERMANENT AF
Spectrum of Heart Failure With Preserved and HErEE HFTEF

Reduced Ejection Fraction - )\ ,_ )
Yogesh N.V. Reddy, MBBS, MSc; Barry A. Borlaug®, MD; Bernard J. Gersh@®, MB, ChB, DPhil Maximum tolerated BB dose Low dose BB as tolerated

25 mg bid carvedilol (50 bid if >85 kg), or
metoprolol succinate 200 mg, or
bisoprolol 10 mg
Maximum tolerated Sacubitril-valsartan dose after Maximum tolerated Sacubitril-

prioritizing BB dose optimization valsartan dose
(50 bid- 200 bid) (50 bid-200 bid)

Circulation. 2022;146:339-357.

Empagliflozin/dapagliflozin Empagliflozin/dapagliflozin
10 mg 10 mg

Spironolactone 25 mg Spironolactone 25 mg

If persistent HF despite medical therapy
-> consider catheter ablation

New onset AF (or) tachycardia cardiomyopathy (or) atrial valvular regurgitation
-> consider trial of pharmacological rhythm control
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Zavery

Kardio-reno-metabolicky syndrom je entita spojena s vysokym rizikem rozvoje
srdecniho selhani, fibrilace sini, hypertenze a CKD.

V fadé pripadl lze optimalizaci lécby predejit nejen rozvoji srdecniho selhani,
ale také omezit riziko vzniku fibrilace sini ¢i dalsich onemocnéni.

Srdecni selhani a fibrilace sini se vyskytuji casto spolecné...co je pri€ina a co
nasledek se muize v individualnich pripadech lisit.

Vedle moderni farmakologické lécby hraje klicovou role katetrizacni ablace —
v€asna indikace zlepsuje jeji vysledky!

I FAKULTNI
NEMOCNICE
U SV. ANNY

V BRNE
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Zmenili jste nazor — co je vejce a co je slepice?

Fibrilace sini je vejce (zplUsobuje srdecni selhani)

Srdecni selhani je vejce (vede k FiSi)

HF i FiSi jsou slepice i vejce — sdileji spolecné rizikové F
faktory a nekdy se jako prvni objevi FiSi a jindy HF ‘
...a veétsinou vlastné ani nema cenu premyslet o tom, co

je vejce a co je slepice...

Dékuji za pozornost!

|\| I 9 I. INTERNI '
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