INTERNI i}
KARDIOLOGICKA
‘ KLINIKA v BRrRNOaLFMU

Gravidita a laktace u zen s VSV

XXXIV. vyro&ni sjezd Ceské kardiologické spole&nosti
Brno 11.5.2026

FAKULTNI FAKULTN FAKULTNI .
EEEEEEEEE : oNEMOCNIC! NEMOCNICE By KTV

Tomas Zatogil, Lumir Koc, Anna Neéasova, Daniela Zakova

Lt 111 g carer



-Uvod
o Stratifikace rizika

*Ne|Castejsi/zavazne scenare

Porod, Mechanicka chlopen, AoS, Kojeni

cZavery




UvoD

Ve vyspelych zemi pokles diky rozvinutému porodnictvi pokles materské mortality
(1| infekce a krvaceni)

a6 4l

Kardiovaskularni priciny zde dokonce nova vedouci pricina materské mortality!

v

ziskané nemoci srdce v mladém véku velmi vzacné (i kdyz pfibyva s stoupajicim vékem i
RF u matek/// HT sama v 5-15%)

prevalence VSV v dospelosti cca 5/1000

v

VSV tak tvori 75-82% ze strukturalnich onem. srdce doprovazejicich
téhotenstvi mladych zen!
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RodiCky s onem. srdce maiji...

« N\ potratd

* NN porodnickych komplikaci, T
peripartalni mortality déti (4%)

"I

A)
y. ﬁ{\
* N srdeénich komplikaci matek (12%) "g | ‘
/8
* Mortalita matek 0,5-2,7%

USA: jen 1,4 % rodiCek ma chron. srd. onem., ale podili se
na celkové hospitalizaéni mortalité 28%!

y
@.

a U2 /

O0lLps.com

Cartrimkonplexni péce E DiiStece 7, CRTCF 2 e

RNO

0 VSVv dospélosti=BRN\D


http://www.google.cz/url?sa=i&rct=j&q=&esrc=s&source=images&cd=&cad=rja&uact=8&ved=2ahUKEwjNpvzIirLaAhWOKlAKHcetAjkQjRx6BAgAEAU&url=http://zh.coolclips.com/m/%E7%9F%A2%E9%87%8F/vc034652/%E4%B8%80%E8%A2%8B%E9%92%B1/&psig=AOvVaw1NtiCE3dQR_znJ04EJK4zY&ust=1523531283076254

STRATIFIKACE RIZIKA

uuuuu

@ E SC European Heart Journal (2025) 00, 1-107

European Society wtps:idoi.org/10.1093/eurheartj/ehaf193
of Cardiology

ESC GUIDELINES

2025 ESC Guidelines for the management
of cardiovascular disease and pregnancy

Developed by the task force on the management of cardiovascular
disease and pregnancy of the European Society of Cardiology (ESC)

Endorsed by the European Society of Gynecology (ESG)

Authors/Task Force Members: Julie De Backer © *1, (Chairperson) (Belgium),
Kristina H. Haugaa ® *T, (Chairperson) (Norway), Nina Eide Hasselberg © ¥,
(Task Force Co-ordinator) (Norway), Michéle de Hosson ©® ¥, (Task Force
Co-ordinator) (Belgium), Margarita Brida @ (Croatia), Silvia Castelletti
Matthew Cauldwell ® (United Kingdom), Elisabetta Cerbai
(Italy), Natasja M.S. de Groot @ (Netherlands), Mette-Elise Estensen ©® (Norway),
Eva S. Goossens ©® (Belgium), Bernhard Haring ©® (Germany), Donata Kurpas
(Poland), Carmel M. McEniery ©® (United Kingdom), Sanne A.E. Peters
(Netherlands), Amina Rakisheva @ (Kazakhstan), Antonia Sambola
Oliver Schlager ® (Austria), Florian S. Schoenhoff ©® (Switzerland),
Tommaso Simoncini © ' (Italy), Frangoise Steinbach (France), Isabella Sudano
(Switzerland), Lorna Swan ©® (United Kingdom), Anne Marie Valente

(United States of America), and ESC Scientific Document Group

(Italy),
(Italy), Lia Crotti

(Spain),
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@ E S C European Heart Journal (2018) 39, 3165-3241

European Society doi:10.1093/eurheartj/ehy340
of Cardiology

ESC GUIDELINES

2018 ESC Guidelines for the management of

cardiovascular diseases during pregnancy

The Task Force for the Management of Cardiovascular

Diseases during Pregnancy of the European Society of
Cardiology (ESC)

[ End;*sed by: the'l

the G itute of Gender in Medicine e

€nder Medicine (IGM), ]

European Society of Anaesthesiology (ESA), and the European

Society of Gynecology (ESG)
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- Co ceka matku

« Stoupa volum (hlavneé plasma), TF &
» Klesa systémova cevni rezistence

* Porod (bolest, kontrakce
vydej, stoupa systemova

* Po porodu jesté stoupa srdecni vydej (,autotraniRaEiuEueClgenlcl]

DDZ a dé&lohy)

* Trombofilni stav s fenestraci), trombozy konduitt u Fontant

B n DN =l A g[S \AOIO)[\IOISRLENIE riziko disekce (Marfan, Turner, aj. aortopatie)
* tmetabolismus GlT-jatra, zmeny GF, distribucnic

Eisenmengeri, stendzy, SS, systol. dysfce, Fontani

umele chlopneé, paradoxni embolie (Eisenmengeri, ASD, TCPC

jin farmakokinetika l&ka

Centrumkonrplexni péce FAKULTNI et MUNT
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‘Co &eka dité

stendzy, SS, systol. dysfce, Fontani
potraty,

* nemoci neschopne prizpusobit srdeCni vyde

* \/SV se snizenou saturaci Eisenmengefi aj. cyanotické vady, Fontani
nezralos

* VSV se zvySenym Zilnim tlakem = hyperemie, krvaceni

T ol [STa [l [ETdel-0 ACEl/sartan!!!, verospiron , amiodaron, atenolol, warfarin

NG CROEGEN] ohtikoagulované -umélé chlopné, PH, Fontani

Centrumkonrplexni péce FAKULTNI v MUNT
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Kardiologicky management

» pred pocetim !!! (counseling)
« Anatomie, hemodynamika, funkCni status
« Zvazeni korekce
* Pridruzena rizika (napf. nutnost teratogenni 16&by)
» Materska ,life-expectancy” a schopnost pece o dite
* Riziko prenosu vady a ohrozeni plodu
» Spolecné rozhodovani s obeéma rodiCi (aceptace rizika, aitemativy, omezen moznosti écby v tehotentsvi

» v téehotenstvi:
» cetnost kontrol dle rizika a stavu
» Labor. a UZ skrining na VVV 2 gen@ VSV o aen
» opatreni behem porodu, komplikaci

Ea\gvmﬁ -I ;C\% E: F%'@'J"I'-'T”él“'c'i /// CKTCY co :\\ﬂ
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Prenos vady
* Obecné nizky 3-5%

« rutinni genetické testovani dospélych se sporadickou nesyndromovou VSV se nedoporuc€uje (mazeme zvazit u zdanlivé
isolované komplexni VSV — ¢asto de novo mutace)

https://www.escardio.org/communities/councils/genomics/scientific-documents-and-

) Vyéé i ri Zi ko _)ZVéie n i g e n eti c ké h o Vyé . u : publications/cardiogenomics-insights/volume-4/when-to-consider-genetic-counseling-and-testing-in-

patients-with-congenital-heart-disease/
« familiarniho vyskytu VSV
» syndromovych extrakardialnich znaku

X . e . T -supravalv. AoS s/bez periferni plicni stenozy (gen ELN), Bucholz EM, Morton SU, Madriago E, Roberts
°
neékterych specifickych lézich| .7 - P & TBXE, TEX20, GATAL) AE, Ronai C. The Evolving Role of Geneti
k t kalni srde&ni d DI G - del 290112 TBX1 Evaluation in the Prenatal Diagnosis and
-konotrunkaini srdecni vady (Di George sy: delece 22q11.2, gen ) Management of Congenital Heart Disease. J

Cardiovasc Dev Dis. 2024 May 30;11(6):170.
doi: 10.3390/jcdd11060170. PMID: 38921669;

* Moznosti prenatalni dg.

* IVF s preimplantacni dg. embryi (pred pocetim)| »kompletni genetika” _hrubé genetické anomalie®
AP - - -aneuploidie (trisomie 21 Down, 18 Edward, 13 Patau,
—pouziti jen zdravych embryi v IVF ror e e
» neinvaz. prenatalni testovani z krve matky-fetalni volna DNA od 9.t.| -mikrodelece aduplikace (22q11.2 Di George, 7q11.23 Williams)

,kompletni genetika“
-vé&. single genu (NKX2.5, GATA, TBX5, TBX1, ZIC3, MEF2,
NOTCH1, JAG1...)

* invazivni testovani z choriovych klkti 0d10.t./amniovych bb.od15.t.
» fetalni echo 12, 20., 30t. u vSech téhotnych zen
—zvazeni abortu, ale ...vétSina VSV ma dobrou prognozu!

Centrumkonrplexni péce FAKULTNi et MUNT
0 VSVv dospélosti=BR\D L ci5iccmee ////z CKTCF Q? MED




mWHO 201 mWHO 2.0 1l

Ventricular (dys)functin + pulmonary hype

Arrhythmias

Arrial or ventricular Most
ectopic beats, solated. supraventricular
arrhythmias.
Bradycardia
Feguiring
pacemaker.
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‘Congenital heart diseaie
Successfully repaired

simple lesions without
significant residual
(haemaodynarnic)
complications (atrial or
ventricular septal defect,
|patent ductus arteriosus,
anomalows pulmonary

Unoperated
uncomphcated
atrial or ventricular
septal defect.
Repaired tetralogy
of Fallot without
significant residual
haemodynamic’

venous drainage).

arrhythmic lesions.
Transposition of
the great arteries
with arterial switch
without significant
residual lesions.

mWHO 2.0 IHII

rrension

Mild left ventricular
mpairment: EF >45%.
Significantly irmpaired
RV (subpulmonary)
function.

Levwr-rick LOTS: no
previous events + an
full dose beta-blodker
therapy.
Levwr-rick CPVT: wel
controdled by medical
therapy.
BrS with reprevious
events. D

A

— -
Liovw-rick %i}.
genatype-p esye + o
or mild pheaatype
HOM withe g
r:cmpl:-:.\'l:,,—,‘

DM NDL'\:‘[ "m'. h
nonmal or‘ﬂ&uvlc‘f:
wentricular 1

mpairment ¢ p)=45%.

Repaired
atriowentricular septal
defect without
significant residual
lesicns.
Uncomplicated
Ebstein anomaky: mild
to moderate TR, no
tricuspid stenosis, no

accessory pathway.
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Eisenmeny g

Systemic

or mildly d

L, No

nt valve disease

or arrhythmias, good
exercise tolerance, and

nonmal arterial

turations.
tein anocmaly with

any complication.

Severe |eft ventricular
irmpairment: EF <30%
or MYHA class IIFTV.
Previous PPCM with
meore than mild left
ventricular
Impairment.

PAH.

porucenas

(@
DCHI'NEVQ,_ with
[
severe | r
inpairme & F <30%
or NYHA ¢k Js 111V,

symptoma> LV

dysfunctia § v F <50%).
“

Systemic A"’L
moderate or Severely
decreased ventricular
function.

Fontan with any
complication.

Eisenmenger
syndrome.

=
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Valvular heart disease

Small ar mikd

* pulrmanary stenosis

* mitral valve profipse
without significant

regurgitation.

Aortopathy
Man-HTAD mild sortic
dilatation (<40 mrm)

Turner syndrome
without
<) cardicvascular
o features (BAY,
TS coarctation, AHT,
1 aortic dilstation).

Acquired + coronary heart disease + other

mWHO 1.0 -

Pative, homograft o
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Gravidita nedoporuc¢ena wwio 20

neakceptovatelne vysokeé riziko

° Eisenmengerl‘]v syndrom aj. PAH (zejména tazka, nevasoreaktivni iPAH)
* 1 1 matek cca 30% (nejvice peripartalné pri 1zménach obéhu-NSS), srd. selhani, paradox. embolie...
* hypoxie plodu, 1 potratu a  perinat.

« Zavazna aortopatie (MarfanivsAo>45mm, Tumeriv sy>25 mm/m2, ostatni dilatace Ao >50
mm, Ehlers Danlos vaskularni typ, zena po disekci s nartistajicimi rozmery Ao)

* disekce Ao! T matek (timig operace, BB, echo, SC) x AD dédicnost

e zavazna obstrukce (tzka symptomaticka AoS, tézka MiS, t&zka CoA)
 Srdecni selhani, hypoperfuze plodu, nezralost
» Dfive 11% 1 matek, 4%t plodd perinat. /dnes 0% T matek

« zavazna systol. dysfunkce (EF LK<30%, symptom HKMP s obstrukei & dysfci, stfedni/tézka
dysfce systém. PK, komplikovany Fontan, pfedchozi peripart. KMP ktera ma horsi nez lehkou dysfunkci) @ tezce
symptom. srdecni selhani (nyHA V)

Centrumkonmlexni pec FAKULTNI /), onommay O ... i
o\VaVv d;P‘-;plOSti S I;i% I Cisehee Wy CKTCK 2 s




Bezproblemove tehotenstvi (w201
nezvyseneé riziko
 Jednoduché VSV po korekci bez reziduii (ASD, VSD, DAP, APVR)
« Mala PuS Ci MIR (prolaps)
* isolovana ektopie (SVES i KES)
 HKMP potvr, icky s norm

sledovani i
iy - ‘Borod v misté

ZIdUi (TOF, TGA arterialni switch)
* Turneruv syndrom bez kardiovask. postiZzeni t. bez BAV, CoA, dilatace Ao, HT)
* SVT, PM

Centrumkonrplexni péce FAKULTNI et MUNT
0 VSVv dospélosti=BRND E cifucmes 7/4 CKTCY €2 e MED
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ostatni cyanoticke vady (ave se sat.o2<ss%)
» Srdecni selhani, NSS/ aborty, pred¢asné porody nezralych, 1TEN

ostatni aortopatie

* disekce Ao

obstrukCni vady (sympt. te2ka aos, stiedni Mis) MENE regurgitacni vady (tezke)
» SS, hypoperfuze plodu

 CoA priHT riziko disekce preCoA x hypoperfuze plodu postCoA
* MIS: srdecéni selhani, fisi

|ehké ai St‘fedni SyStOIiCké dySfce (LK: kardiomyopatie, ICHS, systém.PK: transpozice, subpulm.PK

(Ebstein, Fallot, spoleéna komora nekomplikovany Fontan)
« SS
» Fontani: arytmie, selhani, trombembolie, krvaceni/ potraty (60%), pfedéasné porody nezralych

mechanicka chlopen

» gynekol. krvaceni x kardioembolizace a dysfce protézy, teratogenita W

ostatni arytmie (v&. KT, LQT, CPVT, Brugada, ARVC)
kOmp|exnI' Vady pOOp S reZ|dU| (homografty, AVSD, Falloti)

Centrumkorrplexni péce FAKULTNi weema MUNT
0 VSVv dospélosti= BRND E cifucmes /// CKTCY €2 e MED




1998-2026 Ambulance VSV FN Brno
694 tehotenstvi, 521 zive narozenych deti u 328 zen s VSV ‘

l 3 " [} 3
BRNC
A 4 I 4 n L] o
Materska mortalita 1/694 tj. 0,14%
VSV: poCet téhotenstvi/Zivé narozenych/u Zen
EE’E ASD 15012065  1998-2016 n=351
= 110ESs zavazné komplikace matky vyplyvajici z VSV
Ao vady 83/68/41
. H 0
iy e Celkem: 9/3511tj. 2,6 %
u AP vady 59/44/30 3 /4 (75%) 5114 (4 A%,) 1/233 (0,4%)
CoA, IAA 57/39/30 vysoké KV riziko  sifzdni 1€V riziio  nizké KV riziko
= Marfan 45/32/18
B AVSD 21/17/14
m DAP 20/15/7
H Ebstein 12/10/5
BTCPC 10/4/6
®anom.PZ 8/6/4

TGA atrialni/CC-TGA 6/5/5

K 5 z 9 komplikaci vé. umrti by
TGA arteriaini 41212 pravdépodobné nedoslo, pokud by bylo
Eisenmenger 6/0/3 mozné pac. vysetrit prekoncepcné!!!

hypoxie-plicni hypoperfuze 4/2/2
ostatni 5/4/4

I CN&i8%ce 7 CRTCF €2 izt fib o
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Nase hrde matky, ,,FOntanky (5 d&ti/11 tehot) (W10 2.0 11/ - IV

DORYV, PS, VI, MGA, TV/STRD, MA a
JEF SV, 7‘ A 7‘T/, selhavajici TCPC \&a
@l Porod 39.t., 24009

DILV, MGA, TI, PS/SUBV, ASD |«
-TEF SV, 4TI e
Porod 36.t. 24909

DORYV, HLV, VSD, MS, PS

PAPVC, IVC/ABSHAZ F N

- Y EF SV, stfedni
TI, arytmie

Porod 29.t. 810g Q TA, PS, VSD

-7EF SV

Porod 37.t. 24309




v 1 roce V2t ZS"/,I R

! e

po porodu 29.t. 810g

se souhlasem pac. , o 7 CRICF S ity



NEJCASTEJSI
ZAVAZNE SCENARE

Centrumkonplexni péce
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‘Vedeni porodu

e vétSinou per vias naturales

> STI. (mWH02.0||-|||,|||)a VyS. (N)FIZIkOVé V CentreCh

* lokalni analgezie (epiduraini/spinain) obecné vhodna, ale opatrné kde je riziko
hypotenze/zmén SVR

ATB v profylaxi IE k porodu Ize zvazit u vysokého rizika IE

e SCo infekci, TNkrvaceni, TPTEN > T
—>nezralost, morbidita déti

ROPAC Ruis 2015

Centrumkonrplexni péce FAKULTNi et MUNT
0 VSVv dospélosti=BR\D L ci5iccmee ////1 CKTCF c? MED




Kardiologicke indikace SC:

» Rizikova aortopatie

* W v poslednich 2 tydnech
o Akutni SS

« HKMP s tézkou LVOTO

» Nekteri tez u umelych protéz, PAH (Eisenmenger), NYHA>III

Centrumkonplexni péce : FAKU
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* indukce 39.-40.tyden

* snizi riziko akutnich SC a porodu mrtvych plodd u zdravych matek a asi jesté vice u kardiacek
e PGE1liPGE2, oxytocin bezpecné, mechanicky tam, kde velké riziko z nahlych zmén SVR

* monitorovani matek — vidy TF, TK (zfidka sat.02, telemetr, prakticky ne S-G katetr)

e porod a antikoagulace pro TEN:

-planovaneé:
* vynechat LMWH 24 hod. pred, profylakticka davka 6 hod. po a plna davka
dalsich 12 hod.

-u rgentné @ hematolog
 UHF/LMWH — protamin — porod/SC
« W — prothromplex (f. ILVII, IX, X) radéji nez MP a vit.K — SC

O(Jel\gvn:nkm:pl;m [;;\% E X F‘h'é‘ﬂ%’éhncs Yy, CRICK P o=t




Mechanické chlopné Q?

RIZIKO PRO MATKU

Tromboza chlopné— selhani, embolizace, smrt (20%), krvaceni
« UFH 9-33%
« LMWH dle antiXa 4,4-8,7%

RIZIKO PRO PLOD

historicky vysoka mortalita

15%...4%...dnes 1,4-1,8%

ROPAC Hagen Circulation 2015
Lawley metanalyza BJ OG 2015

potrat
(aS| davkové zavislé) 28, 6%
teratogenita (mozna davkoveé zavisla) Efggfnféd\coé;el_ e
e« Wv 1.tr. (defekty koncetin, hypoplasie nosu) 0,6-10% pro KV nemoci v

gravidite 2018

« Wyv 2. -3.tr. (o€ni, neurol. abnormity, krvaceni) 0,7-2%




* Poucit matku o rizicich pro ni a plod a vybrat s ni rezim 1 y
H "'W’“-‘:ém::““" \?
* intenzivné sledovat: INR/antiXa a 14D, klinika+echo a 1M : g EHE
T L |
. ] ’ A ' ) l —
« W< 5 mg/D a u vysoce rizikovych ponechat

e jinak W vysadit do 5. tydne a prevest na LMWH

 LMWH spise 2xD s kontrolou antiXa (0.8-1.2AvR/ 1.0-1.2 MvR) 1. tr| -
« W 2.-3. trimestr

I-ped porodem (36.t.) prevest na LMWH

36 h pred indukci/SC UFH (aPTT >2 oproti vstupni), ten prerusit 4-6 hod. pred a po porodu

* po porodu restart LMWH/UHF, pak W do 10 dni (die krvaceni, rany...)

Centrumk exni pece FAKULTNi .
o VSV dogpgiosti - go E Citi8%e= 7 CRTCK €2 e




Tehotenstvi u mechanickych chlopni
Centrum komplexni péece o VSV v dospelosti- BRNO

Yy, CKTCY

« 8 déti u 5 zen + 2X potrat (20%)
* 4x AVR, 1x AVR+MVR
* mortalita: 0
* tromboza/embolie:0
* krvaceni
- velke 3 (37%), 3x revize, 1x HYE
* malé =~ 100%, Casté hojeni per secundam
* teratogenita W 0

. VVV dité 2 (COA+VSD, BAO)




SYMPTOMY ?
DYSFCE LK ?

MR Vyznamna AoS Q?

Pred pocetim:

N DILATACE AO ?, IMNT-
proBNP?

PN

ANO - feSit vadu NE = 7?7?77

Risknout tehotenstvi
s nativni chlopni?

SS v téhot
umrti matky

ztrata

Y téhotenstvi

Biprotéza/Rossova
op.?
bezpecCné pro

Uméla chlopen?

trvalé reseni
tromboza

dité
degenerace

Evidence
Based
Practice

FAKULTNI ) MUNI
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Pred pocetim:

SYMPTOMY ?
DYSFCE LK ?

N SR Vyznamna AoS C2

ANO - feSit vadu NE = 7?7?77

N DILATACE AO ?, IMNT-
proBNP?

/ \ potvrdit

ergometrii Risknout t&hotenstvi

s nativni chlopni? " _
© 0% mortalita

matek i plodu
@ morbidita matek

€

Evidence
Based

Practice

(6,7% selhani
Uméla chloperi? Biprotéza/Rossova asymptom.)v ’
op.? nezralost déti
. ] . . i &
© trvalé feSeni ©bezpecne pro dite Kiid, kontroly a 1 M plod nevitalni=
® tromlboza} S NN Fiegenerace W baldn, chirurg.
krvaceni | brzka reoperace Srd. selhani?
teratogenita jista (mortalita) Dilatace/dysfce LK? > ANO
Mztrata tehot. mozZna akcelerace
N N materska degenerace v grav. ¢' o
mortalita P materska NE-> porod v terminu plod vitalni=s
mortalita (Ize zvazovat SC)
I Cii%es 7, CRTCF 2 szt 12




Vyznamna nativni AoS a tehotenstvi
* historicky vysoka mortalita matefska 17,4%...11%... i plodu 32%...4%...

* nyni u peclivé vybranych nulova mortalita matek i plodu, ale morbidita

, 10% morbidita deti (nezralost) Silverides Am J C 2003

16% srd. selhani matek (n=12, Ao vel >4 m/s)
25% predcCasny porod deti Yap CONCOR Int J C 2008

6,7% srd. selhani matek u asympt. a 26,3% u sympt. A0S (n= 62 stf. vyzn. + 34

déti, 35% nizka vaha u vyzn. AoS Orwat ROPAC J Am Col C 2016

Pozn.: 2x /137 valvuloplastika Ac

Centrumkorrplexni péce FAKULTNI weema MUNT
0 VSV dospiloti= ER\D | YR oy fol NG




S

Tehotenstvi u asymptom. vyznamneé AoS =)
Centrum komplexni péce o VSV v dospelosti- BRNO

4, CRTCH

Asymptom vyzn. AoS — pred téhot. AVA < 1cm?/ AVAI <0,6 cm?/m?, Ao vel.= 4m/s / Gstf. 2 40 mmHg

9 deti u 8 zen
e 8x valvarni AoS, 1x subvalv. AoS

e mortalita: 0

* srdecCni selhani : 1 (1%, reverzibilni)

 Follow up: operace: 3 (ihned po SC, 6.rok pro AoS, 8.rok pro dilataci Ao)
stale bez operace: 5 (2.+3.,3.,5.,7.,16. rok. — tato subvalv)

= 50 ,,osoboroku“ bez operace
I %= 7, CRYCF 2 gzt




CIES ! =V
W (1 AV Vmax 6.04 m/ 5 8
AV 4 ) AV Vmean 4.50 m/: A 3
: ! 3 I et 1 te h Ot - AV maxPG 145.74 mmHg 10~% ff‘i_;
b AV meanPG 89.84 mmHg T s
) | L . AV VTI 144.4 cm 152 / = ’)‘ .
AV Env.Ti 321m f__d,,«/

HR 86 BP -

« asymptom., porod v 38.tydnu SC pro cholestazu
« NTproBNP 76...198...162 ng/l

« 31.tyden: Ao vel.6 m/s, G 146/90 mmHg, AVA 0,9 cm?,
AVAI 0,55 cm?/m?, LK 48/28 mm, stény 13mm,
EF LK 66%, CO 9 |/min.

E

9/06/2020 11:01:06 3/0772020 09:52:28

-1.0 [ =05 100 min20-0
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pozit. zatez —Rossova 0p.4/2026
6 let poté

CKTCH TISO4 MI12

X5-1
62Hz 0 "y M2
3 P,
9% 3.

v

,
Centrumkonplexni pece

0 VSV v dospelosti=BRND
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Kojeni

¢ VSECh nY jinak T rakoviny prsu, ovarii, DM, HT u matky a /> infecnich a metabol. nemoci u ditéte

*ne s leky: sartan, ARNI, SGLT2-

I, statin, ezetimib, ivabradin, aliskiren, clonidin, ambrisentan, selexipag, apixaban, endoxaban, ticagrelol, m
vkofenolat, everolimus

Centrumkonrplexni péce FAKULTNi et MUNT
0 VSVv dospélosti= BRND E cifucmes %///1 CKTCY €2 e MED




Tehotné se strukturalnim onem. srdce, rizikova relat. mala a pr/tom
heterogenni skupina...

= mam pac. s KV onem. planujici tehotenstvi-> GL ESC.
‘4 ~“WHO ., |,/| sam provedu precounceling a doporuceni, porod v miste
\\;‘WI—O o |11, 1], IV Ci nejistota = konzultace | porod v centru

= mam |iz tehotnou kard. rizikovou ( -\WHO ., || -IV o'nebo resim
kardiol. komplikaci v téhot. > konzultace i porod v centru

= Kazda kardiacka ve fertilnim veku ma ve zprave vzdy vyjadreni k
pripadneému tehotenstvi, v tehotenstvi i vyjadreni k CA

: NEMOCNICE // CKTCV Q? i) :\\51 E I[\JI I
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Acute management of SVT and AF Class®  Level®

Immediate electrical cardioversion is recommended for acute treatment of SVT with hacmodynamic instability. 1 [
Vagal manoeuvres and i.v. adenosine are recommended for conversion of haemodynamically stable supraventricular t:tchycardias.é""r’ 1 (<]

Intravenous beta-blockers® (e.g. metoprolol) are recommended as the first-line option for acute rate control in pregnant women with AF or
646

u
AF with preserved LVEF and rapid ventricular rate.
Intravenous digoxin or verapamil (if preserved LVEF) should be considered as a second-line option for initial rate control in pregnant lla c
women with AF or AFL and rapid ventricular rate 2
o N

n

Ibutilide or flecainide may be considered for termination of AF and AFL in pregnant women without structural heart disease.

. Long-term management of SVT and AF

Therapeutic anticoagulation with LMWH is recommended for pregnant women with persistent or permanent AF at clevated

1 C
thromboembolic risk. 264!
& & . p- 4 L 146271648
. Beta-1-selective blockers® are recommended for rate control in pregnant women with AF, AFL, or FAT. #4714 1 C
V V V - V 2 u 2 Beta-1-selective blockers® or verapamil are recommended for the prevention of SVT in women without pre-excitation on resting
ECG 146,268,649 l c
Flecainide or propafenone are recommended for the prevention of arrhythmias in pregnant women with WPW syndrome.®* 1 C
' Digoxin or verapamil should be considered for rate control in pregnant women with AF, AFL, or FAT when beta-blockers fail or are not
p &FE C- I 4 tolerated, '#6271.6% = s
SSIT) :
- — -9 Flecainide, in addition to beta-blockers, should be considered for long-term AF rhythm control in pregnancy.2*026:271:640 lla G
% . Sotalol may be considered for rhythm management of AF and AFL with controlling for pro-arrhythmic risk factors as in non-pregnant c
- ) - ) o . i . = I _ — 651 e
— P ~ - / - — [ — f— [ —~ e r- / /~ women. g
[ ) [ )] \ / r -, ' O =/ l r [ I | r ‘ r O " 4 | [ ] \:) (-J -, I \ J { J r) \ J -, | { ‘ J f J ' Catheter ablation may be considered in pregnant women with recurrent, long symptomatic SVT, or with contraindications to U
] — — - r — - ) = = % 4 y = - —- ) r I — - =y _ c b4
pharmacological therapies. e
N N N ’ 7 ’ & %
1 — r —/\ = . AF, atrial fibrillation; AFL, atrial flutler; ECG, electrocardiogram; FAT, focal alrial lachycardia; iv., intravenous; LMWH, low-molecular-weight heparin; LVEF, leftventricular ejection lractian;
] r ] ( ] \ / | ( l | = l r ‘ — / \ / = I / I [ SVT, supraventricular tachycardia; WPW, Wolff-Parkinson-White.,
= =] 2 =l - = —_ - "Class of recommencation. Recommendations Class® Level®

PLevel of evidence.

“Except for atenolol. . < o v o
Immediate electrical cardioversion is recommended

* vyhybat se teratog. lékum: amiodaron e | -

Beta-blockers or verapamil are recommended for

the prevention of idiopathic sustained VT. I €
If an ICD, pacemaker, or resynchronization therapy
device is indicated during pregnancy, implantation is | &
recommended with optimal radiation
N/ protection ®*7¢7°

VZDY POTOM KONTROLA TF e
considered if beta-blockers fail, to prevent lla C
recurrence.

For acute conversion of haemodynamically stable
I sustained VTs during pregnancy, i.v. beta-blocker,
- adenosine (idiopathic RVOT-VT), verapamil lla c
(fascicular VT), procainamide, or overdrive
ventricular pacing (ICD lead) should be
considered 252653676678
When performing catheter ablation during
pregnancy, the use of non-fluoroscopic mapping and lla C
navigation systems should be considered.®**¢¢*
Catheter ablation with electro-anatomical mapping
systems may be considered in experienced centres in
the case of sustained drug-refractory, recurrent, and/ C
or poorly tolerated VT if there are no other

alternatives.

st
@r]tmkqmexnl me : FANKUI-T'ICD. implantable cardioverter defibrillator; iv., intravenous; RVOT, right ventricular
~ v outflow tract; VT ventricular tachycardia.

o VSVv daspelosti=BRND °

"Class of recommendation.
bl avel of avidanee:




Akutni srdecni selhani

I 44

ezké (Sok)— urgentni SC bez ohledu na stari plodu
a standartni [écba ASS

 Stredné tézké — porodnici zvazi podani kortikoidu

k dozrani plic dle stari plodu

— vyhnout se teratogennim lékiim (ACEI/ARB, MRA Vc.
verospiron, ivabradin, SGLT2)

— |ze furosemid, nitrat, hydralazin, BB, inotropika
(levosimendan, milrinone/dobutamin radéji nez noradrena

e Po porodu u peripartalni kardiomyopatie (PPCM)
zvazit zastavu laktace, bromokriptin+antikoagulace

Centrumkonplexni péce
0 VSV dospiloeti = BR\D

MCS (preferably VA-ECMO or LVAD), in accordance

with local availability and team experience;
‘bridge-to-recovery’ or as ‘bridge-to-bridge” in
case of refractory cardicgenic shock

:

No recovery

{

Heart transplantation

4 ™
Management of acute heart failure and cardiogenic shock in pregnancy
and up to 6 months post-partum
¥
Consicler corticosteroids for foetal lung maturationif <35 weeks of gestation
¥
Assess HF sevarity®
Severe HF or cardiogenic shock No severe HF or cardiogenic shock
( ) Delivered
o Oxygen optimization: 1500
Suslendanitu lz_atlor.\. non-nvasive mechanical )i
volume versus diuretics tilati -~
-initiate nitrates if | ventiafion n
Slr[l!P >110 mmHg or invasive ventilation, <
ifSp0z2 <95% L2 %
Add inotropes and/or ACEMRB Hylc.liir;;z;ne,
Vasopressors; Urgent delivery ozt oéher beta-blocker
levosimendan without by caesarean section MRA, ‘ (bisoprolol, !
loading dose, in case of cardiogenic SGLT24, metoprolol
dobutamine or shock e succinate),
milrinone (Class 1) g
(Class |) A diuretic
A
vabradine
— ARNIL MRA
ivabradine,
- and SGLT2-|
In PPCM (Class Iy
If delivered:
Bromocripting® .
(Class lIb) cfa';‘i':;’
. Anticoagulant therapy delh.-'?dry wlilh
| N ) (heparin/LMWH) to reduce rlellle]
thromboembolic events a'?g‘?a
if bromocriptine is used { )
(Class lla) [
M

@Esc



111272013 11:54:54

37 let, bioproteza, 3. tehot.

X\\;E IIro TriS po op. VSD: bio SIJM Masters 27 mm + PM pro pooper

2 roky po TVR v 3. trimestru NYHA IlI-1V, TVA planlmetrlcky 1,0 ’
cm2, G 16/10 mmHg, TriR Il

porod spontanni v 33. tydnu
nasledne TVR mechanicka, nyni NYHA I

111272013 11:44:03




‘Aortopatie a dilatace Ao

¢
.
\__,d'o
e vétsina umrti je u Zen, které nevédély o riziku w1 Q
* pri bolesti na hrudi vzdy myslet v diff. dg. na disekci (5.5 na1.000.000 tehot.)
* Pfred téhotenstvim u aortopatii vysetrit celou Ao (CT, MRI), event. operovat Ao

”

/"« t&hotenstvi nevhodné (WHO V) u:

 Marfan a Loeys Dietz a ostatni hereditarni >45 mm  extrémné rizikové podskupiny i >40mm
* Turner >25 mm/m?

\_ e Vaskularni Ehlers-Danlos vSechny, téika reCoA, po disekci s rostoucimi rozméry Ao

e Kontrola TK (BB u Marfanu a vSech hereditatnich), echo
e Porod sekci u >45 (40) mm a vSech Ehlers-Danlos a disekci

Gertrumkorplexti pece E F‘h‘é‘ﬂ%’ékncs Yy, CRICK P o=t

e BAo a ostatni>50 mm riziko BAov.s. preceriovano- 2%BAo v populaci a pritom podil jen na 6% vsech disekci v téhot.



22 let, 38.1.Q.

(MWHO 2.0 1) e

* OA: negat.

* Nahla dusnost, plicni edem + ,,marfan0|dn|“ abltus

* Dg.: akutni AoR pri dilat. asc. Ao 70 mm!!! (Marfan)

« Akutné SC, nasledné Davidova op. (CKTCH) nasledne
potvrzen Marfanuv syndrom

Centrumkorrplexni péce FAKULTNi weema MUNT
0 VSVv dospélosti= BRND E cifucmes // CKTCY €2 e MED




