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XIV. kongres Slovenskej kardiologickej spolo¢nosti

8. — 10. oktober 2009

Prihovor prezidenta Slovenskej
kardiologickej spolocnosti

Ako v predoslych dvoch rokoch aj
tentoraz Vas pozyvame na nas$ XIV. kon-
gres SKS. Bude sviatkom nasej kardio-
l6gie a moznostou stretnit sa k vymene
odbornych skisenosti i k utuzeniu vzta-
hov a priatelstiev. Verim preto, Ze si da-
tum kongresu starostlivo poznacite.

Mame za sebou MOST II akciu
a s knizkou, ktord tieto aktivity zhfnia, sa
budete mdct zozndmif na stdnku nasej
Nadécie. Vrcholi nase usilie okolo Na-
rodného kardiovaskuldrneho preventiv-
neho programu — presiel oponentirou,
ma $iroky zéber, je cieleny k prevencii
a verime, Ze nam budd Ministerstvo zdravotnictva i Sastena nakloneni.

Chystdme odborné akcie kongresu starostlivo, a v podobnom duchu
ako v predoslych rokoch. Pracovné skupiny SKS pripravia symp6zia, bude
sympézium SKS, budi Vase vystipenia (ordlne/posterové), budd hostia
(som velmi rad, ze nas pritomnostou pocti prof. Michel Komajda, prezi-
dent elect Eurépskej kardiologickej spolo¢nosti), bude blok Ceskej kardio-
logickej spolocnosti, bude prezenticia ¢innosti nasej Nadacie (MOST),
prezentécia projektu ,Zena a srdee® — no a tradiéné sympézia farmaceu-
tickych firiem.

Nezabudneme na jubilantov, bude Haviarova prednéska a spolocensky
program. Bude tradi¢né Sportové podujatie — Kardiobeh/Kardiokrok.

Velka (financnd/hospodarska) kriza neobisla i nasu spoloc¢nost v tom
zmysle, Ze pre zniZenie finan¢nych nérokov prevadzky sa vybor rozhodol
presunut nasu SKS na ind adresu. Verime, ze udrzime vietky nase aktivity
a sicasne znizime ekonomickd ndro¢nost nasej prevadzky. Kontaktné
adresy pre Vas zverejnime dostatocne zavcasu, aby sme nenarusili spolu-
préacu. S tym suvisi i zmena koncepcie ekonomickej ¢innosti nasej SKS.

Verime, Ze budeme schopni byt i v tomto roku zodpovednym partne-
rom Ministerstva zdravotnictva, poistovni, SLS s jej odbornymi zlozkami
a dalsimi partnermi (NCZI, Slovenska lekarska komora, Lekérske fakul-
ty, a pod.). Snad prispejeme k skvalitneniu zdravotnej starostlivosti pre
pacientov a k skvalitneniu vychovy kardiol6gov a lekérov.

Standardne udrzime nase kontakty s Eurdpskou kardiologickou spo-
lo¢nostou a s jej Asocidciami ¢i pracovnymi skupinami — preklady Odpo-
ricani, ucasfou na kongrese Eurdpskej kardiologickej spolocnosti (sta-
nok) a dalSou spolupréacou.

Dnesné Stanovy ndm ukladaji povinnost mat na konci druhého roka
funkéného obdobia volbu prezidenta electa — mam(e) velkd radost, ze je
fiou doc. MUDr. Eva Gongalvesova, CSc. — je to symbolické i v obdobi
,,Zena a srdce” a je to vlastne i ,,prva (Eva) zena“. ,,Predavanie funkcie
sa uskuto¢ni na Valnom zhromazdeni v jeho zdvere.

Vidite, Ze ¢innosti je vela. Preto prosime o Vasu podporu a spoluprécu.
Tesime sana stretnutie s Vami na oktobrovom kongrese v Bratislave.

prof. MUDr. Jan Murin, CSc.
prezident Slovenskej kardiologickej spolocnosti

Cardiol 2009;18(Suppl. 1):5S 58S
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XIV. kongres Slovenskej kardiologickej sEoloénosti 8. — 10. oktéber 2009

PORUCHY SRDCOVEHO RYTMU V DOSLEDKU
DAUNORUBICINOVEJ TERAPIE U NORMOTENZNYCH
A HYPERTENZNYCH POTKANOV: UGAST OXIDACNEHO
STRESU REGULOVANEHO POD JEDNOTKOU GP91PHoX
NADPH OXIDAZY

Adameové A, Engliové I, Kurcinova L, Tur¢ekova K, 'Kyselova Z, KuZelové M,
Svec P, ?Ravingerové T, Kyselovié J, Klimas J.
Katedra farmakoldgie a toxikologie, Farmaceuticka fakulta UK, Bratislava,

'Ustav experimentalnej farmakol6gie SAV, Bratislava, 2Ustav pre vyskum
srdca SAV, Bratislava

Ciel: Hoci je zndme, Ze hypertenzia a oxidacny stres hraju vyznamnu tlohu
v poskodeni myokardu vdo6sledku antracyklinovej terapie, presny
mechanizmus nie je znamy. Cielom prace preto bolo: 1. zistit vplyv
daunorubicinovej terapie na poskodenie myokardu v désledku reperfuznych
dysrytmii a 2. stanovit mieru peroxidacie lipidov v lavej komore myokardu vo
vztahu ku expresii katalytickej podjednotky gp91°" NADPH oxidazy u Wistar
a spontanne hypertenznych potkanov (SHR).

Subor a metodika: V experimentoch sa pouzili 18 — 20-tyzdriové potkany,
ktoré boli premedikované daunorubicinom v davke 3 mg/kg kazdych 48 hodin
pocas dvoch tyzdnov. Ventrikularne dysrytmie boli u potkanov v celkovej
anestéze vyvolané 6-minutovou oklUziou lavej koronarnej artérie a naslednou
10-minGtovou reperfiziou. Miera peroxidacie lipidov bola vyjadrena hladinami
TBARS, mnozstvo podjednotky gp91°hx NADPH oxidazy sa stanovilo metédou
SDS-PAGE a Western Blot.

Vysledky: Incidencia totalnych ventrikularnych fibrilacii (VF) u dauno-
rubicinom premedikovanych Wistar potkanov bola paradoxne mensia nez
u nepremedikovanych Wistar potkanov (40 % vs. 100 %, p < 0,05) a bola na
Urovni nepremedikovanych SHR potkanov (40 %). Vyskyt letalnych VF
u lieGenych SHR potkanov bol u 60 % zvierat, kdezto u Wistar potkanov sme
nazaznamenali tento typ dysrytmii. Hodnota dysrytmického skére vyjadrujica
celkovl zévaznost dysrytmii bola u premedikovanych SHR potkanov
signifikantne vy$sia nez u Wistar potkanov (5,2 + 0,49 SD vs. 3,50 + 0,56
SC, p < 0,05). Peroxidacia lipidov vlavej komore myokardu sa medzi
skupinami nelisila. Mnozstvo gp91P"* podjednotky NADPH oxidazy bola u SHR
potkanov signifikantne vys$sia nez u Wistar potkanov, avéak daunorubicin
neovplyvnil jej hladinu ani u kontrolnych ani u hypertenznych potkanov.

Zaver: Vysledky prace naznacili, ze daunorubicin v skorej faze
kardiomyopatie iniciuje endogénnu adaptac¢nt odpoved voci poskodeniu
myokardu, s ktorou interferuje hypertenzia nezavisle od oxidaného stresu
regulovaného gp91°" podjednotkou NADPH oxidazy.

Za podpory grantov UK 68/2008, SKS 2007.

OBJEKTI\,IIVZOVA'VT (NIELEN) INFARKT MYOKARDU AKO
PRICINU SMRTI JE PRE SR NEVYHNUTNE

Barakova A, Spacova D, Kuchtova Z, Dudova M.

Narodné centrum zdravotnickych informacii, Bratislava

Ciel: Overit si poCet umrti na akatny infarkt myokardu (AIM) v SR, ktorych
pocet sa v roku 2007 podla SU SR zvysil takmer o0 50 % bez toho, aby doslo
k podstatnejsim zmenam v pocte vSetkych Umrti na choroby obehovej sustavy
(CHOS). Zistit, ¢i ide o reélny vzostup alebo o problémy vo vypisovani listov
o prehliadke mftveho (LPM) a/alebo v kédovani pri¢iny smrti.

Subor a metodika: Analyzovalo sa 2597 LPM s oficialne uvedenou
pri¢inou smrti AIM. Zistoval sa najmé kiG€ovy Udaj, a to pitva a miesto Umrtia,
ale aj dalSie ukazovatele, napriklad podiel diabetikov, podiel hypertonikov,
rozdiel medzi pohlaviami. U osdb, ktoré zomreli doma a neboli pitvané, sa
overovalo, ¢i neboli v roku 2007 hospitalizovani pre CHOS. Toto zistenie by
aj bez pitvy mohlo diagnézu AIM podporit, eventuélne spochybnit.

Vysledky: Z2 597 ,oficidlnych® amrti na AIM sa evidovalo 43,2 %
v zdravotnickych zariadeniach (ZZ) a 56,8 % mimo ZZ. V ZZ bolo pitvanych
21 % 0s0b, mimo ZZ 18 %. Z1 210 o0s0Ob, ktoré zomreli mimo ZZ a neboli
pitvané, bolo v roku 2007, najmé pre akltne stavy podmienené ischemickou
chorobou srdca, hospitalizovanych 508 0s6b (42 %). AIM, ako pri¢ina smrti,
by bola u nich viac ako pravdepodobna. U ostatnych 702 os6b sa d& o AIM
pochybovat. Z 2 597 0sdb exitovanych ,oficialne“ na AIM malo v LPM 32 %
z nich uvedenu hypertenziu, 15 % diabetes mellitus (DM).

Zaver: Objektivizovanie pri€iny smrti by malo patrit k zdkladnym metédam
pri epidemiologickej analyze vyvoja umrti (nielen) na AIM. Ak by sme u 702
0s6b, ktoré zomreli doma, neboli hospitalizovani v roku 2007 pre CHOS
a neboli pitvani, spochybnili oficidlnu pri¢inu ich smrti, v roku 2007 by sme
evidovali 0 27 % nizsi poCet Umrti na AIM. Bez skvalitnenia vypisovania LPM,

ku ktorej by pre moznost efektivnejSej spatnej vazby s terénom mala prispiet
aj elektronicka dokumentacia, sa v§ak neposunieme spravnym smerom...

TESTOVANI KARDIOPROTE[(TIVNiHO EFEKTU
CHALKONU V PREKLINICKEM EXEPRIMENTU

"Bartosikova L, 'Necas J, 2BartoSik T, Fraria P. 2Pavlik M.

Ustav fyziologie, Lékaiska fakulta, Univerzita Palackého v Olomouci,
Ceska republika

Cil: Chalkony a jejich heterocyklické analogy maji celou fadu biologickych
Gcink(. V poslednich letech se provadi preklinickd testovani jak s latkami
syntetickymi, tak i s chalkony pfirodniho plvodu za uméle navozenych
patologickych stavi. 2-, 3-, 4-trihydroxychalkon byl uméle nasyntetizovan,
testovanim in vitro byla prokazana jeho antioxidacni aktivita ve srovnani
s butylhydroxytoluenem (BHT). Vramci in vivo exeprimentd na malych
laboratornich zvifatech byla latka testovana za stavu ischemie-reperfuze
ledvinné tkané a za podminek alloxanem navozeného diabetes mellitus. Cilem
pilotni studie bylo sledovat efekt latky za stavu ischemie-reperfuze srdce
laboratorniho potkana.

Soubor a metodika: Do studie byly zafazeny 2 skupiny zvifat (n = 10).
Skupiné lé¢ené byl podavan chalkon v davce 10 mg/kg p.o. v 0,5 % roztoku
Avicelu 1 x denné. Placebo skupiné byl podavan pouze roztok Avicelu, rovnéz
1 x denné. Po 15 dnech premedikace byl véem zvifatim aplikovan i.p. heparin
(500 IU) a v celkové anestezii byla odebrana srdce pro naslednou perfuzi -
metoda dle Langendorffa. Pracovni rezim: stabilizace - ischemie - reperfuze
byl nastaven na 20 - 30 - 60 minut. Byly sledovany biomechanické parametry:
systolicky tlak v levé komore (LVP), end-diastolicky tlak v levé komore (LVEDP)
a kontraktilita (dP/dtmax). Po ukonceni reperfuze byla srdce zchlazena
v tekutém dusiku, zhomogenizovana a byly stanoveny hodnoty myokardialni
superoxiddismutazy (SOD), glutathionperoxidazy (GSHPx) a malondialdehydu
(MDA). Hodnoty byly uvadény jako prdmér = SD.

Vysledky: Srdce zvifat premedikovanych chalkonem vykazala navrat LVP
na hodnoty 101 + 4 % v porovnani s hodnotou vychozi, srdce placebo
skupiny jen na 42 + 6 % hodnoty vychozi. U srdci placebo skupiny nastalo
zvy$eni LVEDP na 32 = 5 mmHg oproti hodnoté u srdci premedikovanych
chalkonem (10,5 +2 mmHg). Pfedléceni chalkonem vedlo k navratu
kontraktility na hodnotu 92 + 7 % pUvodniho stavu, coz je signifikantné vice
nez u placebo skupiny (68 =5 %). U srdci premedikované skupiny bylo
zjisténo signifikantni zvy$eni hodnoty myokardialni SOD (7,1 + 0,5 U/mg
protein) oproti placebo skupiné (5,2 + 0,4). Rovnéz hodnoty MDA vykéazaly
signifikantni zménu, u skupiny premedikované 2,84 + 0,22 nmol/mg protein
oproti hodnoté 4,85 * 0,15. Hodnoty myokardialni GSHPx nevykazaly
signifikantni rozdil.

Zavér: Premedikace chalkonem u laboratornich potkand vykazuje
kardioprotektivni potencial, chranici myokard v podminkach experimentalné
navozené ischemie-reperfuze.

VYZNAM VYSETRENIA MYOKARDU MAGNETICKOU
REZONANCIOU

Berecové Z, Neuschl V, Bofuta P Strbové J.

Institlt zobrazovacej diagnostiky, Trnava

Ciel: Magneticka rezonancia (MR) je neinvazivna metoda, ktorou je mozné
vySetrit srdcovy sval, zobrazit jeho morfoldgiu, kinetiku ako aj viabilitu. MR
vySetrenie viability myokardu sa vykonava podanim kontrastnej latky (kl)
v dvoch fazach, “first-pass” na posudenie perfuzie a “late enhancement” na
posudenie viability srdcového svalu. Senzitivita vySetrenia je na zaklade
pocetnych Studii 98 - 99 %.

Subor a metodika: V tejto praci sa zaoberame 4 pacientmi, u ktorych MR
vysetrenie s podanim kontrastnej latky prispelo k uréeniu definitivnej diagnozy.
Subor zahffia dvoch pacientov s aneuryzmou lavej komory po infarkte
myokardu s/bez intraluminalneho trombu, jedného pacienta s anomélnym
odstupom koronarnych artérii a jedného pacienta s myokarditidou. Pristroj,
na ktorom boli pacienti vySetreni, je 1,5 T Siemens Avanto, v prevadzke od
roku 2004. Protokol zahffial morfologické vySetrenie “dark blood” technikou
(T2 haste, T2 haste fs), “white blood” technikou (trufi single shoot sharp),
vySetrenie kinetiky (trufi cine), funkéné vySetrenie (volumetria) a vySetrenie
po podani kl v dvoch fazach: “first- pass” (trufi sr dyn) a “late enhancement”
(trufi psir). Pri poskodeni myokardu MR presne urci rozsah poskodenia
(v zmysle extenzie ako aj transmurality), posudi viabilitu svalu, poméze
k uréeniu prognozy, k postdeniu operability, pripadne k zobrazeniu moznych
komplikécii.
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Zaver: MR vsucasnosti zaujima popredné miesto v diagnostike
kardiovaskularnych ochoreni. Vynimo¢na je svojou neinvazivnostou,
bezpeénostou (bez ionizaéného Ziarenia, bez podania jédove;j ki), presnostou
a vysokou $pecificitou. MR méa velky prinos v diagnostike, posudeni operability
a sledovani Ucinnosti terapie pri kardiovaskularnych ochoreniach.

VYUZITIE DENZITOMETRIE V KARDIOLOGII -
STANOVENIE METABOLICKEHO RIZIKA (MERANIE
ABDOMINALNEHO TUKU, ZHODNOTENIE
ATEROSKLEROTICKYCH ZMIEN NA AORTE)

Brazdilova K, Cierny D, Jackuliak R, Koller T, Killinger Z, Payer J.

V. internd klinika LFUK a FNsP, pracovisko Ruzinov, Bratislava

Ciel: V klinickej praxi mame k dispozicii viacero metdd merania mnozstva
tuku. V poslednom obdobi sa venuje pozornost meraniu pomocou celotelovej
denzitometrie (DXA - dual energy x-ray absorptiometry). Denzitometrické
vySetrenie mozno zaroven vyuzif na zhodnotenie pripadnych
aterosklerotickych zmien na aorte pomocou IVA (bo¢ného skenu).

Subor a metodika: VySetrili sme 25 pacientov s metabolickym
syndromom aj bez neho, priemerny vek bol 44,7 roka, BMI 24,83 kg/cm? a tuk
DXA 32,15 %. Pouzili sme metédu DXA (firma Hologic, typ Discovery), ktora
zahfiia meranie BMC (bone mineral content), BMD (bone mineral density),
netukové telesné tkaniva a mnozstvo telesného tuku a zhotovenim boéného
skenu hodnotime aj aterosklerotické zmeny na aorte. Na z&klade zastupenia
tuku a svalstva a pritomnosti pripadnej aortosklerézy sa potom déa odhadnuat
metabolické riziko.

Vysledky: Zistili sme vyrazny nepomer v zmysle podhodnotenia mnozstva
telesného tuku, odhadnutym pomocou BMI oproti tuku, ktory sme merali
denzitometrom, pri¢om s DXA nameranym tukom viac koreloval obvod péasa
ako vy8Sie spominany index.

Zaver: Na zaklade nasej pilotnej Studie mo6zme povedat, Ze mnozstvo
denzitometricky nameraného abdominalneho tuku lepsie koreluje s obvodom
pasa ako sBMI. Takymto sp6sobom merania azarover zhodnotenim
pritomnosti pripadnej aortosklerézy by sme mohli v budicnosti podstatne
lepsie stanovit metabolické riziko a zaroven monitorovat efekt opatreni na
redukciu telesnej hmotnosti.

POSKODENIE KORONARNYCH CIEV PRI DISEKCIACH
ASCENDENTNEJ AORTY. PRISPEVOK
K DIFERENCIALNEJ DIAGNOSTIKE AKUTNYCH
KORONARNYCH SYNDROMOV

Brozmannova D, Outrata R, Hricék V, Hulman M.

NUSCH, a. s., Bratislava

Ciel: Diagnostika disekcie ascendentnej aorty nie je tazka, pokial sa na
nu mysli. Pri diagnostike uvedeného ochorenia sa klinik v praxi stretava
s roznorodostou symptéomov. Nie je preto zriedkavym javom, ze pracovna
diagnoéza tychto pacientov sa odliSuje od skuto¢nej. Nakolko mortalita tohto
ochorenia je v akitnom §tadiu 1 % za hodinu, diagnostické zavahanie moze
byt pre pacienta fatalne. Cielom tejto prace bolo poukazat na nie zriedkavé
poskodenie koronarnych ciev pri disekcidch ascendentnej aorty, ¢o méze
vyvolat zdmenu s akitnym koronarnym syndromom a tym aj odlisny liecebny
manazment.

Subor a metodika: Do retrospektivnej analyzy sme zaradili pacientov
s disekciou aorty typu A podla Standfordskej klasifikéacie, ktori boli operovani
na Klinike kardiochirurgie NUSCH, a. s., v priebehu rokov 1997 -2008.
U pacientov s dokumentovanym poskodenim koronarnych ciev, ktoré vzniklo
v dosledku zakladného ochorenia sme sa zamerali na analyzu ochorenia
a jeho manazment pred prijatim k nam. Uskalia tejto diferencialnej diagnostiky
demonstrujeme na niekolkych kazuistikach.

Vysledky: Do analyzy bolo zaradenych 189 pacientov. 176 znich
(93,12 %) bolo operovanych. Poskodenie koronarnych ciev pokracujicou
disekciou, hematémom, Gtlakom zvonka, alebo inym mechanizmom bolo
pritomné u 44 (23,28 %) pacientov. Vysledky stboru su blizsie uvedené vo
forme prezentovanych kazuistik.

Zaver: Rozne typy poskodenia koronarnych ciev sa u pacientov
s disekciou aorty typu A operovanych na NUSCH, a. s., vyskytovali v 23,28 %.
Spravne klinické zhodnotenie stavu pacientov vratane vyuzitia zobrazovacich
metéd nam pomdze vcéas aspravne stanovit diagnézu aindikovat Zivot
zachranujuci kardiochirurgicky vykon.

ANTIHYPERTENZIVNA LIECBA A SYSTOLICKE
ZATAZENIE LAVEJ KOMORY SRDCA

Bulas J, Murin J, Kozlikova K, Simkova A, Janiga .

Lekarska Fakulta UK, Bratislava, Slovenska Technicka Univerzita, Bratislava

Ciel: Hypertrofia lavej komory srdca je vyznamnym prognostickym
markerom kardiovaskularneho rizika. Proces hypertrofie je ovplyviiovany
systolickym zataZenim steny lavej komory, ktoré registruji intramyokardialne
senzory a pomocou signalnej kaskady sa tato informacia premeni na sériu
biochemickych aktivit, ktoré maju za ciel znizit Wall stress pomocou hypertrofie
myokardu. Terapeutickou intervenciou by sa okrem zniZenia krvného tlaku malo
dosiahnut aj zastavenie neziaducej hypertrofie, pripadne dosiahnut reverziu
tohto procesu v dosledku znizenia systolického napatia stien lavej komory
srdca. Ciefom prace bolo neinvazivne, pomocou echokardiografickych vySetreni
a merani krvného tlaku zistovat zmeny systolického zatazenia a napatia stien
lavej komory vplyvom antihypertenzivnej liecby.

Subor a metodika: VySetrili sme sUbor 25 Zien s lieGenou artériovou
hypertenziou. Priemerna hodnota krvného tlaku pri lie€be nedosahovala
cielové hodnoty, ktoré sme sa snazili dosiahnut postupnou Upravou terapie.
Kontrolné echokardiografické vySetrenia sme realizovali s odstupom
6 mesiacov az 2 dvoch rokov, po viacmesacnej stabilizacii krvného tlaku
v optimalnych hodnotach. Hypertrofia bola definovana indexom masy lavej
komory, LVMi, vaé$im ako 110 g/m? povrchu tela. Hodnotili sme aj relativnu
hrubku lavej komory (RWT) a priemerny systolicky Wall stress lavej komory
(Left Ventricular Mean Systolic Wall Stress, LVMSWS), podla vztahu overeného
invazivnymi meraniami. Namerané hodnoty sme porovnavali parovym
Studentovym t-testom, regresnou analyzou a multivariatnou analyzou.

Vysledky: Hodnoty systolického aj diastolického krvného tlaku pri
zavere¢nom vySetreni boli signifikantne niz$ie v porovnani s dvodnym
vySetrenim (143,9/85,3 mmHg vs. 131,8/80,4 mmHg). Nezaznamenali sme
signifkantny pokles indexu masy lavej komory (LVMi) na povrch tela (106,9 vs.
105,8 g/m?), doslo k znizeniu poctu pacientok s hypertrofiou lavej komory z 11
na 9 osob. Z dalSich echokardiografickych parametrov sme po optimalizacii
krvného tlaku zaznamenali nevyznamné zmens$enie diastolického rozmeru lavej
komory a tendenciu k zvySeniu relativnej hrubky lavej komory, RWT.

Zaver a diskusia: Trend k zmen$eniu dutiny lavej komory a zvy$enie
relativnej hribky myokardu lavej komory po dosiahnuti zlepSenia hodnot
krvného tlaku mdze sveddit pre vyvoj smerom ku koncentrickej remodelacii
lavej komory, ¢o je situdcia umoznujuca efektivnejSiu pracu lavej komory
srdca. Tento proces by mohol poukazovat na remodelaciu lavej komory
k priaznivej§im anatomickym pomerom, ktoré prispievaju k znizeniu
systolického zataZenia stien lavej komory.

Praca vznikla v ramci Projektu VEGA ¢. 1/3440/06.

RF ABLACIA TYPICKEHO FLUTTERU POMOCOU
PREPLACHOM CHLADENEHO KATETRA

Bystriansky A, Skamla M, Kaliska G, Rybar 1.
Oddelenie arytmii, SUSCCH, a. s., Banska Bystrica

Ciel: Typicky flutter predsieni je naj¢astejSia makroreentry tachykardia
s kritickym miestom vedenia v oblasti kavo-trikuspidalneho istmu (CTI).
Technika ablaénych metdéd je zamerand na vytvorenie ablacnych linii
s preruenim vodivosti v tomto mieste. Cielom prace je prezentovat vysledky
véasnej a strednodobej efektivnosti RF ablacie CTl pomocou preplachom
chladeného katétra.

Subor a metodika: Retrospektivne analyzujeme subor 76 konzekutivnych
pacientov s typickym flutterom predsieni (48 muzov, 28 Zien), s priemernym
vekom 56,72 + 13,22 r., indikovanych na RF ablaciu CTI, v obdobi od 1. 1.
2007 do 31. 12. 2008. Cielom RF ablacie bolo ukonéenie flutteru a dosiahnutie
kompletného bidirekéného bloku CTI. Klinicka efektivnost bola hodnotena
v ramci pravidelného amb. dispenzara.

Vysledky: U 53 pacientov bola realizovana RF ablécia pri flutteri (80 %
CCW, 20 % CW). Ukoncenie flutteru bolo u 93 % pacientov. Z nich u 86 %
bol dosiahnuty kompletny bidirekény blok (KBiB). 23 pacientov bolo
ablovanych pri SR. U vSetkych (100 %) bol dosiahnuty KBiB. Priemerné
aktivacné intervaly pri kontrolnej stimulacii boli 177 = 23 ms (CSO-LLA) a 176
+ 24 ms (LLA-CSO). Priemerny abla¢ny ¢as bol 18,5 + 9,7 min a priemerny
skiaskopicky ¢as bol 14,9 + 7,2 min. Pri 1. amb. kontrole (po 68 + 38 drioch)
boli 3 pacienti (4 %) s recidivou typického flutteru. Pri ostatnej kontrole (po
11 £ 5 mesiacoch) boli dal$i 2 pacienti (3 %) s recid. typického flutteru.

Zaver: Vysledky RF ablacie CTI potvrdzuju efektivnost tejto terapeutickej modality
v lieCbe a prevencii recidiv typického fluttera predsieni, aj s korelatom v klinickej
praxi. Pouzitie preplachom chladeného katétra je vhodné ako metdda volby.
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DIFFERENT CARDIOVASCULAR EFFECTS OF TWO
TYPES OF NO-SYNTHASE INHIBITORS
Cacanyiova S, Kristek F, Gerova M.

Institute of Normal and Pathological Physiology and Centrum
of Experimental Medicine, SAS, Bratislava

Aim: Studies in hypertensive animals showed an abnormal nitric oxide
(NO) activity associated with hypertension and revealed important role of
constitutively expressed NO-synthase (NOS) isomers: endothelial (eNOS) and
neuronal (nNOS) in cardiovascular control. However, to recognize the
contribution of NO generated by nNOS to cardiovascular regulatory
mechanisms still remains the subject of research. The aim of this study was
to compare the effects of chronic treatment with 7-nitroindazole (7-NI, nNOS
inhibitor) and NG-nitro-L-arginine methylester (L-NAME, general NOS inhibitor,
eNOS inhibitor predominantly) on cardiovascular system of normotensive
Wistar rats.

Material and Methods: Male 10 weeks old Wistar rats were divided into
groups: controls, 7-NI (10 mg/kg b.w./day), and L-NAME (50 mg/kg b.w./day),
both inhibitors were applied in drinking water for 6 weeks. Blood pressure
(BP) was measured noninvasively by plethysmographic method. Heart/body
weight ratio (HB) was calculated as an index of cardiac hypertrophy. For
functional study the relaxant responses to acetylcholine (ACh) and contractile
responses to noradrenaline (NA) on isolated thoracic aorta (TA) were
recorded. For morphological study the geometry of TA was measured using
light microscopy after the perfusion with a glutaraldehyde fixative under the
pressure (120 mmHg).

Results: After 6-weeks lasting treatment BP was increased in L-NAME
group, not however, in 7-NI group. The HB index was increased after the
treatment with L-NAME, but in 7-NI group it was decreased. Similarly, wall
thickness and wall cross-sectional area of TA were increased in L-NAME group
whereas the decrease in both parameters was revealed in 7-NI group. The
morphological findings are in a good consent with functional study. The
contraction of TA to NA (10-9-10-5 M) was augmented in L-NAME group
compared to controls. On the other hand the treatment with 7-NI inhibited
adrenergic contraction to exogenous NA. Relaxation of TA induced by ACh
(10-9-10-5 M) was inhibited in L-NAME group compared to controls. The
treatment with 7-NI decreased ACh-induced relaxation but this depression
was significantly smaller than in L-NAME group.

Conclusion: The general inhibition of NO by L-NAME resulted in the
increase of BP which correlated with impaired endothelial function and cardiac
hypertrophy. The massive arterial wall hypertrophy was accompanied by
increased vascular contraction. However, chronic treatment with 7-NI (nNOS
inhibitor) did not modify BP and revealed hypotrophic effect on myocardium
and arterial wall associated with decreased contractile efficiency. These results
suggest that two constitutive isoforms of NO-synthase (eNOS, nNOS) likely
participate in regulation of cardiovascular tone by distinct mechanisms.

The study was supported by VEGA grant 2/0019/09.

EFEKT SIMVASTATINU A PRAVASVTATI'NU NA
ISCHEMICKO-REPERFUZNE POSKODENIE
IZOLOVANEHO SRDCA POTKANA

'Carnicka S, 2Adameové A, 'Pancza D, 'Ravingerova T.

Ustav pre vyskum srdca, SAV a CEKVY SAV, Bratislava, 2Katedra
farmakolégie a toxikoldgie, FaF UK, Bratislava

Ciel Statiny, inhibitory 3-hydroxy-3-methylglutaryl CoA reduktazy, znizuju
hladinu celkového cholesterolu a LDL-cholesterolu inhibiciou jeho tvorby
v peceni. Okrem toho tieto lie€iva preukazali pleiotropné ¢inky nezavislé na
poklese cirkulujuceho cholesterolu. Nie je vSak presne zname, ¢i a do akej
miery sa na protektivnom efekte jednotlivych statinov vischemickom
myokarde podielaju ich pleiotropné ucinky. Cielom prace bolo sledovanie
vplyvu chronickej a akutnej aplikacie statinov na ischemicko-reperfizne
poskodenie srdca normocholestreolemickych potkanov.

Subor a metodika: U potkanov kmena Wistar (6 — 10 jedincov v skupine)
sme sledovali efekt chronického podavania simvastatinu (S, 5 dni, 10 mg/kg,
sUcCast Standardnej stravy pre potkanov) a akutnej aplikacie pravastatinu (P,
30 umol/l, stcast perfizneho roztoku, 15 min pred navodenim ischémie) na
postischemické obnovenie kontraktilnej funkcie myokardu (favou komorou
vyvinuty tlak —rozdiel medzi systolickym a diastolickym tlakom, LVDP)
a koronarneho prietoku vyjadrené v % z vychodiskovych predischemickych
hodnét LVDP a KP, ako aj velkost infarktového loziska (IS, v % z velkosti
rizikovej oblasti - AR), ktord bola vyhodnotena planimetricky. Na srdciach
premedikovanych statinmi a kontrolnych srdciach perfundovanych podla

Langendorffa, bola vykonané 30 min regionalna alebo globélna ischémia, po
ktorej nasledovala 2 h reperflizia, s ohlfadom na sledované parametre.

Vysledky: U zvierat lieCenych simvastatinom 5 dni sme nezaznamenali
hypolipidemické uc€inky. Obnovenie mechanickej funkcie u tejto skupiny potkanov
sa v porovnani s kontrolnou skupinou C1 zvysiloz 24,1 + 29 % na 76,1 = 9,8 %
[P % na 74,6 + 8,8 % (P 0,05)], avSak velkost infarktovej plochy bola oproti C2
signifikantne mensia (8,3 = 1,6 % vs. 42,0 = 3,0%; P = 6,0 %).

Zaver: Pravastatin aj simvastatin zvySovali perfuziu ischemického
myokardu potkana pocas jeho reperfuzie. Oba statiny redukovali velkost
infarktu myokardu, avSak iba simvastatin zlepsil postischemické obnovenie
kontraktilnej funkcie srdca. Vysledky prace naznadili, ze pleiotropné ucinky
statinov st pravdepodobne zavislé od dizky aplikacie ako aj od rozdielnych
chemickych vlastnosti (napr. lipofilnost, hydrofilnost) danych statinov.

Podporené z grantov: VEGA SR 2/0173/08, 2/6158/26, APVV-0538-07,
CEKVY SAV.

INCIDENCE OF CORONARY ARTERY DISEASE IN
PATIENTS WITH DEGENERATIVE AORTIC VALVE
STENOSIS: THE EFFICACY OF 64-ROW
MULTIDETECTOR COMPUTED TOMOGRAPHY

'Diab Al, '"Gonsorcik J, 2Gibarti C.

'4th Department of Internal Medicine, Division of Cardiology, 2Department
of Radiology and Imaging Techniques Cardiac CT, University of P. J.
Safarik, Faculty of Medicine, L. Pasteur University Hospital, Kosice

Aims: Our objective was to assess the presence of significant coronary
artery disease among patients with degenerative aortic valvular stenosis (mean
aortic valve gradient > 50 mmHg) and whether number of coronary segments
involved correlated with the severity of aortic valve calcifications.

Patients and Methods: A total of 25 patients (pts) over 60 years of age
were selected for 64-multidetector computerized tomography (SOMATOM 64
SensationCardiac, Siemens, Germany). Most patients had symptoms related
to breathlessness with or without chest pain and were in sinus rhythm. All
patients with a heart rate > 70 bpm received betablocker prior to the MDCT
scan to obtain adequate heart image. The examination consisted of 2 parts
starting with the native scan for calcium scoring and followed by contrast
(lomeron 400, 100-120ml) infused intravenously at 4 — 4.5 ml/s flow rate.

Results: Significant coronary artery disease (greater than 50% occlusion)
was found in 18/25 pts (72%). However, 4 pts had single vessel disease, 7 pts
with 2 vessel disease and 5 pts with 3 vessel significant diseases. Native
tricuspid valve was visualized in all pts. Aortic valve calcifications (AVC)
classified as (no/mild or moderate/severe) based on number of cusps calcified
were present in 6/25 (24%) or 19/25 pts (76%) respectively. 18 pts had
significant CAD whose calcium scoring was proportionally associated with
increased to high risk of cardiovascular disease. Furthermore, five pts with
severe aortic valve calcifications had no significant CAD.

Conclusion: MDCT was feasible in all pts with adequate image quality.
The presence of associated CAD was increased. However, the number of
vessels affected was not necessarily relevant to the severity of aortic valve
calcifications. Therefore, further studying on larger group of patients need to
be continued. We also confirmed the fact that angina is not commonly
associated with CAD in patients with aortic valve stenosis.

VAL,IDITA MERANIA KRVNEHO TLAKU ELEKTRONICKYM
PRISTROJOM S DVOJI'[OU KONTROLOU’U PACIENTOV
S FIBRILACIOU PREDSIENI
Farsky S, Beriova K, Sirotiakové J, Vyskocilova R, Krausova D.

Slovenska liga proti hypertenzii, Dom srdca, s.r.o., Martin

Ciel: Cielom studie bolo porovnat presnost merania krvného tlaku (TK)
u pacientov s fibrilaciou predsieni pomocou simultanneho merania ortutovym
a elektronickym tlakomerom, ktory disponoval dvojitou kontrolou merania
(oscilometricky aj auskultacne).

Subor a metodika: Stidia sa uskutoCnila na piatich klinickych
pracoviskach v SR a CR, ktoré denne meraju TK u minimélne 10 pacientov
a splhaju podmienky merania podla zédsad Eurdpskej hypertenziologickej
spolo¢nosti z roku 2007. Celkovo bolo vySetrenych 255 pacientov dvomi
simultannymi meraniami s ¢asovym odstupom 3 min. U 29 pacientov sa
namerané hodnoty porovnavali s domacimi hodnotami TK, zmeranymi na
zapozi¢anom elektronickom pristroji za rovnakych podmienok ako na
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klinickom pracovisku. Spektrum vy$etrovanych pacientov bolo rozdelené do
6 skupin podla hodnét systolického (syst.) a diastolického (diastol.) TK.

Vysledky: Syst. TK: rozdiel nameranych hodn6t medzi ortutovym a duo
conrol tlakomerom bol vpriemere 0,06 mmHg (SD 4,67). S95%
pravdepodobnostou je stredna hodnota tejto odchylky v intervale (- 0,52)
a (+ 0,64), z coho vyplyva, Ze obidva tlakomery meraja syst. TK rovnako (Sig
= 0,84). Diastol. TK: rozdiel nameranych hodn6t bol v priemere - 0,68 mmHg
(SD 4,68), Sig = 0,02. Hodnoty diastolického tlaku namerané pomocou
tlakomera duo control boli v priemere 0 0,68 mmHg vysSie ako hodnoty
namerané ortutovym tlakomerom. Subanalyzy podla pohlavia, veku a velkosti
pouzitej manzety nepreukazali signifikantné rozdiely s vynimkou klinicky
zanedbatelného rozdielu v diastolickom tlaku pri pouziti Standardnej manzety.
Pri domacom merani boli hodnoty systolického TK v priemere nizsie o 4,6 mmHg
a hodnoty diastolického tlaku v priemere nizsie o 2,6 mmHg ako hodnoty na
klinickom pracovisku.

Zaver: Meranie krvného tlaku elektronickym tlakomerom s dvojitou
kontrolou merania poskytuje presné vysledky aj v pripade absolUtnej arytmie,
akou je fibrilacia predsieni. Minimalne rozdiely v hodnotach diastolického tlaku
su klinicky zanedbatelné. V domacom prostredi su hodnoty systolického aj
diastolického tlaku lahko nizsie, podobne ako u pacientov s pravidelnym
srdcovym rytmom.

KOENZYM Q10 (COQ10) A/ALEBO SELEN VS. PLACEBO
U PACIENTOV LIECENYCH STATINMI S PREJAVMI
MYOPATIE. VYSLEDKY DVOJITO-SLEPEJ STUDIE

Fedacko J, Pella D, Rybar R, Dudova D.

Klinika preventivnej mediciny a telovychovného lekarstva, Lekarska fakulta
UPJS a FNLP, KoSice

Ciel: Cielom nasej dvojito-slepej, randomizovanej, trojmesacnej studie
s dizajnom 2 x 2 faktorial (CoQ10 200mg/denne vs. selén 200 ug/denne vs.
ich kombinacia vs. placebo) bolo vyhodnotit mozné benefity suplementacie
koenzymom Q10 a/alebo selénom u pacientov lie¢enych statinmi s prejavmi
myopatie.

Subor a metodika: Do $tudie bolo zahrnutych celkom 60 pacientov, ktori
splnili inkldzne a exklUzne kritérid. VSetci podstapili fyzikalne, laboratérne
a echokardiografické vys$etrenia na zaciatku a na konci $tadie. Fyzikalne
a laboratérne vySetrenia boli okrem toho vykonané aj po 1. mesiaci trvania
Studie.

Vysledky: VSetky hodnotené symptdmy myopatie asociovanej so statinovou
lie€bou sa signifikantne zlepsili v skupine pacientov lie¢enych CoQ10 (p = 0,0001).
Plazmaticka hladina CoQ10 v aktivnej skupine sa zvysila zo vstupnej hodnoty
0,81 + 0,39 ug/ml na 3,31 = 1,72 ug/ml na konci $tudie a naopak nezmenila sa
signifikantne v placebovej skupine (p = 0,001). Suplementacia so selénom
neviedla k poklesu vyskytu myopatie asociovanej so statinovou liecbou. Dva
z troch parametrov diastolickej funkcie (pomer E/A, izovolumicky deceleracny
¢as) sa signifikantne zlepsili v skupine pacientov lieenych CoQ10 v porovnani
s placebom (p < 0,0001). Deceleracny ¢as sa signifikantne nezmenil.

Zaver: NaSe vysledky ukéazali, Zze suplementacia s CoQ10 vedie
k signifikantému poklesu vyskytu myopatie asociovanej so statinmi.
Suplementacia so selénom viedla k zvy$eniu jeho plazmatickych hladin, nie
v8ak k signifikantnému Ustupu statinovej myopatie.

OVPLYVNUJE HLADINA HEMOGLOBINU PROGNOZU
PACIENTOV S AKUTNYM SRDCOVYM ZLYHANiM?

Fel$éci M, Miklik R, Pafenica J, Toméikova D, §pinar J.

Interni kardiologicka klinika FN Brno, Ceska republika, Institut biostatistiky
a analyz, Masarykova Univerzita, Brno, Ceska republika

Ciel: Anémia je ¢astym nalezom u pacientov s akUtnym srdcovym
zlyhanim (ASZ). Predpoklada sa jej nepriaznivy vplyv na priebeh ochorenia
a prognézu tychto pacientov. Pokusili sme sa zistit vyskyt anémie, jej vplyv na
vybrané klinické parametre a nakoniec na hospitalizant, 1-roénd a 2-ro¢nu
mortalitu pacientov hospitalizovanych pre syndrom ASZ.

Subor a metodika: Medzi decembrom 2004 aaugustom 2007 sme
hospitalizovali 1 253 pacientov s ASZ r6znej etiolégie. U 1 212 z nich bola
stanovena hladina hemoglobinu (Hgb) pri prijati. Porovnavali sme vyskyt lahkej
(Hgb < 130 g/l muzi, Hgb < 120 g/l Zeny) a tazkej formy anémie (Hgb < 100
g/l resp. Hgb < 95 g/l) u pohlavi a v jednotlivych vekovych dekadach. Dalej
sme pacientov arteficialne rozdelili do 3 skupin: anemickd (A) s Hgb < 125 g/,
s ,normélnou“ hladinou Hgb 126 -142 g/l (skupina N) a skupinu

,polyglobulicki“ s Hgb > 143 g/I (skupina P). Sledovalli sme rozdiely vo vstupnej
a maximalnej hladine sérového kreatininu (Kr, Kr-Max) a z nich odvodenej
clearance (Cl, CI-Min), porovnali sme ejeként frakciu (EFLK), vstupnl hodnotu
systolického tlaku krvi (TKs) a nakoniec hospitalizacnu, 1- a 2-roént mortalitu.

Vysledky: Nenasli sme vyznamné rozdiely (p = 0,642) v zastupeni lahkej
(26,6 % muzi, 27,5 % zeny) atazkej formy anémie (5,4 % muzi, resp. 4,3 %
zeny) medzi pohlaviami. Vyskyt anémie sa ale zvySoval vekom (p < 0,001)
s najvys$sim vyskytom v skupine nad 81 rokov (34,7 % lahka, 7,7 % tazka
forfma).Hladina Kr a Kr-Max bola najvy$sia u pacientov A skupiny (141,6 + 81,1
umol/l, resp. 187 + 28,9) oproti pacientom ostatnych 2 skupin (najnizsia v P
skupine Kr 109 = 41,9 a Kr-Max 136 + 103,5) (p < 0,001). Podobne CI CI-Min
skupindm (najvy$sia Cl a Cl-Min v P skupine: 1,10 = 0,49 resp. 0,98 * 0,47 ml/s).
Anemicki pacienti sa paradoxne prezentovali najvy$Sou EFLK (43,6 + 15,4 %)
oproti ostatnym skupindm (najnizsia v P skupine 38 + 15 %) (p < 0,001) ale
najniz§im TKs pri prijati (135,6 + 37,9 mmHg resp. 141,4 + 34 v P skupine).
Hospitalizacna, 1-ro¢na i 2-ro¢na mortalita boli signifikantne najhorsie (p = 0,037,
p < 0,001, p < 0,001) v A skupine (17 %, 21,6 % resp. 25,2 % oproti 10,7 %,
9,4 % a 12,7 % v skupine P).

Zaver: Vyskyt anémie u pacientov s ASZ je nezavisly na pohlavi, ale
stupriuje sa vekom. Anemicki pacienti sa prezentovali hor§imi renalnymi
parametrami, mali niz8i TKs pri prijati, ale najvy$8iu EFLK. Hladina Hgb
vyznamne ovplyviiovala mortalitu pacientov s ASS.

VYZNAM AMBULANTNEHO MONITOROVANIA KRVNEHO
TLAKU U PACIENTOV S TINNITOM

Gaspar L, 'Jurcova D, 2Gasparova E, Makovnik M, Hlinstakova S, Dukat A.

II. internéa klinika FNsP a LFUK, Bratislava, 'ORL ambulancia, FNsP
Bratislava Staré Mesto, Bratislava, 20RL ambulancia ZNaP, Novapharm,
s.r.o., Bratislava

Ciel: Tinnitus je definovany ako ne$pecificky symptom charakterizovany
ako pocit bzucania, piskania, sy¢ania, zvonenia alebo vnimania inych zvukov
Sirokého frekvenéného rozsahu a roéznej intenzity v jednom alebo obidvoch
usiach. Tinnitus je obvykle spajany s mnohymi formami sluchovej poruchy,
ale moze byt i priznakom inych zdravotnych problémov, pricom artériova
hypertenzia méze byt jednou z jeho pri¢in. Cielom prace bolo zistit vyskyt
dosial nepoznanej artériovej hypertenzie u pacientov s tinnitom.

Subor a metodika: Do suboru bolo zaradenych 18 os6b, 8 Zien a 10
muzov, s priemernym vekom 46 rokov (vekové rozpatie 34 - 64 rokov)
a trvanim tinnitu od 4 mesiacov do 6 rokov. Po ORL vySetreni s uréenim
frekvencie a drovne tinnitu pomocou tdnovej audiometrie pristrojom
Interacoustics AC40, sme u sledovanych osdb realizovali vySetrenie metédou
ambulantného monitorovania krvného tlaku (AMTK) s pouzitim systému
CardioSoft - TONOPORT V, ktory vyuziva oscilometricky spdsob merania.
Podmienkou zaradenia do suboru bolo, Ze u vy3etrovanych oséb nebola
zistena anamnéza artériovej hypertenzie a uzivania antihypertenziv.

Vysledky: Priemerné hodnoty AMTK v 24-hodinovom profile boli 140/89
mmHg. V dennej faze merania 143/91 mmHg a v no¢nej fdze merania 130/81
mmHg. Diurnalny znak bol vymiznuty u5 (28 %) Clenov suboru. 6 (33 %)
¢lenov stboru malo v 24-hodinovom profile AMTK normotenziu a 12 (66 %)
¢lenov suboru hypertenziu s priemernymi hodnotami nad 130/80 mmHg.

Zaver: 1. Nase vysledky poukazuji na skutoc¢nost, Ze v skupine osdb
s tinnitom je Casty vyskyt dosial nepoznanej a teda neliecenej hypertenzie.
2. Artériova hypertenzia moze byt jednym z mnohych faktorov podielajicich
sa na vzniku a pretrvavani tinnitu, preto je nevyhnutné v ramci diferencialnej
diagnostiky na fu mysliet. 3. Metéda AMTK je vhodnou k detekcii
a manazmentu lie¢by hypertenzie i u tejto skupiny pacientov. 4. Diagnostikou
anaslednou liecbou artériovej hypertenzie sice nemusime ovplyvnit
pritomnost a intenzitu tinnitu, avsak mozeme zabranit jej dal$im komplikaciam
ako napriklad NCMP, IM, zlyhavaniu srdca alebo obli¢iek.

USKALIA A LIMITACIE MSCT KORONAROGRAFIE

Glézlovéa A, Simkova J, Bofuta P

In$titGt zobrazovacej diagnostiky, Trnava

Ciel: Formou posteru prezentovat CT koronarografiu ako neinvazivnu
vySetrovaciu metddu, ktora i napriek rychlemu rozvoju za posledné roky, ma
svoje Uskalia a limitacie.

Subor a metodika: V diagnostike ochoreni koronarnych artérii hra dlhodobo
hlavnu ulohu klasicka koronarografia (CAG), ale pre svoju invazivitu, komplikacie
a pomerne vysoku cenu sa pomaly do povedomia dostava nova modalita - CT
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koronarografia, ktora vdaka zlepsujicim sa technickym parametrom dokaze
,zmrazit* pohyb srdca a zobrazit koronarne artérie staticky. Aby bol vystup
vySetrenia — nasnimané a zrekons$truované obrazy ¢o najvy$$ej kvality — musia
byt splnené urcité zasady, ktoré znacne eliminuju vznik artefaktov. Nezavisi to
len na technike vySetrenia, ktora je v manazmente radiologa, ale aj od samotného
pacienta. Pacientsky faktor je komplikovanej$i avyzaduje spolupracu
odosielajliceho a vySetrujiceho lekara. Pozadovanym vysledkom je tlakovo
a pulzovo stabilizovany pacient s pravidelnou frekvenciou srdca.

Vysledky: Z celkového poctu vys$etreni bolo 39 (5,7 %) zatazenych
roznymi artefaktami, ktorych analyza bude prehladne spracovana v tabulke
a podlozena obrazovou dokumentaciou. NajCastej$im typom artefaktov st
pohybové (srdca, plic acelého tela) ato v 92,3 %, dalej su to artefakty
z denznych Struktdr (vysokého mnozstva kalcia v koronarnych artériach, zo
stentov a elektrdd), Strukturélne artefakty (artérie prekryté kontrastom
naplnenymi $truktdrami — uskom predsieni, predéasne naplnenymi vénami)
a vysokym BMI, ktoré sa ¢asto vzajomne kombinuju.

Zaver: Najcastejsimi limitaciami CT koronarografie na 64-vrstvovom CT
sU tachyarytmie, mimovolné dychacie pohyby arozsiahle kalcifikaty
koronarnych artérii. Ich pritomnost spésobuje artefakty, atym dochadza
k Castej$im falo$ne pozitivnym vysledkom. | napriek tomu viaceré stadie
potvrdili velmi vysokU negativnu prediktivnu hodnotu daného vySetrenia
v rozmedzi 93 - 99 %, senzitivitu 90 - 94 % a Specificitu 95 - 97 %. Najnovsie
vyvinuté CT pristroje s vyrazne zlepSenymi technickymi parametrami sfubuju
znaénu redukciu artefaktov, atym i mozny posun CT koronarografie ako
metddy prvej volby v diagnostike ochoreni koronarnych artérii.

€0 OCAKAVAME OD MDCT KORONAROGRAFIE
U NEDIABETICKYCH HYPERTONIKOV?

Gonsorcik J, Gibarti C, Diab A, Dobrovicova A.

IV. interna klinika a I. klinika radiodiagnostiky a zobrazovacich metod,
LF UPJS, FN L. Pasteura, KoSice

Ciel: Zhodnotit vyznam MDCT u pacientov v niz§om a strednom riziku
ICHS.

Subor a metodika: Z vyse 300 MDCT koronarografii (SOMATOM 64
SensationCardiac Siemens, G), realizovanych vo FNLP KosSice sme
analyzovali sibor 62 pacientov (pac.) - nediabetickych hypertonikov
(30 M/32 Z), priemerného veku 56 rokov s aspon 1 dal§im rizikovym
faktorom. Indikaciou vySetreni bola diferencialna diagnostika typickych/
atypickych hrudnikovych bolesti. Po¢as $tandardizovaného protokolu s EKG
asistenciou boli pac. vysetreni v sinusovom rytme s frekvenciou pod 70/min,
s.l. aplikovany NTG ado kubitalnej vény jodova kontrastnd latka
dvojcestnym injektomatom.

Vysledky: Nativnym CT scanom bolo zistené Agatston kalciové skore (Ca$),
priemerne v celom subore 210 (0 - 1050). Po rekonstrukciach kontrastného
obrazu s koronarografiou nebola pritomna signifikantna koronarna choroba
srdca (KCHS)u 38/62 pac. (61 %), 1-cievna KCHS (vySe 50 % stendza) bola
dokumentovana u 17/62 (28 %), 2-cievna u 5/62 (8 %)a 3-cievna KCHS u 2/62
pac. (3 %). Charakteristiky KCHS korelovali s vy$sim vekom, systolickym tlakom
krvi, sérovymi koncentraciami LDL cholesterolu a kreatininu.

Zaver: MDCT koronarografia predstavuje vyznamnl neinvazivnu
vy$etrovaciu metédu u pac. so suspektnou nedokumentovanou KCHS. CaS
vy$e 100 a koronarografické zhodnotenie vizualizovanych epikardialnych
segmentov selektuje chorych pre event. revaskularizaciu myokardu
a invazivnu diagnostiku. Nizko a strednerizikové skupiny vratane hypertonikov
s hrudnikovymi bolestami mozu profitovat z tejto stratifikacie.

ULOHA KAVEOLINU-1 V ISCHEMICKO-REPERFUZNOM
POSKODENi MYOKARDU V PODMIENKACH
EXPERIMENTALNEHO DIABETU,
HYPERCHOLESTEROLEMIE A PREMEDIKACIE
SIMVASTATINOM

Harcarové A, Krenek P, "Bartekova M, Adameova A, 'Matejikova J,
'Ravingerové T, Kuzelova M.

Katedra farmakoldgie a toxikologie, Farmaceuticka fakulta Univerzity
Komenského, Bratislava, 'Ustav pre vyskum srdca, SAV, Bratislava

Ciel: Kratkodoby experimentalny diabetes pdsobi na ischemicko-
reperfizne poskodenie myokardu (IRPM) v podmienkach in vitro

paradoxne protektivne. Tento efekt odstranuje sucasne vyvolana
hypercholesterolémia. Simvastatin preukazal u hypercholesterolemickych
potkanov kardioprotektivne Uéinky na IRPM. Kaveolin-1 (cav-1), ktory je
stcastou lipidovych kotviacich domén, sa podiela na mnohych bunkovych
signalnych kaskadach vratane regulacie kardioprotektivne pdsobiacej
eNOS. Cielom prace bolo zistit, ¢i je cav-1 zapojeny do mechanizmu
pbdsobenia kratkodobého experimentalneho diabetu a simvastatinu pocas
IRPM in vitro.

Subor a metodika: Samce potkanov kmerna Wistar boli rozdelené na
kontrolnt (K), diabeticki (DM), diabeticko-hypercholesterolemick (DM-HCH)
a DM-HCH skupinu premedikovant simvastatinom (DM-HCH+SIM).
Experimentédlny diabetes sme indukovali jednorazovym podanim
streptozotocinu (80 mg/kg, i.p.). Tukovo-cholesterolovt diétu sme podavali
diabetickym zvieratdm na indukciu hypercholesterolémie 5 dni. Simvastatin
(SIM, 10 mg/kg) sme aplikovali ako suéast stravy. Na izolovanych srdciach
podla Langendorffa sme vyvolali Gpind ischémiu (30 min) anasledne
reperfiziu (120 min). Sledovali sme obnovenie mechanickej funkcie
izolovanych sfdc vyjadrenej LVDP, LVEDP, +/-dP/dt, tepovej frekvencie
a koronarneho prietoku v 40. minUte reperflzie. MnoZstvo cav-1 v tkanive lavej
komory myokardu sme stanovili po stabilizacii izolovaného srdca, v 30. minGte
ischémie, 60. a 120. minute reperflzie metédou SDS-PAGE a Western Blot
a vyhodnotili denzitometricky.

Vysledky: Kratkodoby experimentalny diabetes zlepsil obnovenie LVDP
(44,8 + 12,3 vs. 23,1 +3,7% uK, p < 0,05). Obnovenie mechanickej
funkcie sftdc DM-HCH potkanov bolo na Urovni kontrol. Premedikacia DM-
HCH potkanov SIM zlepsila v porovnani s DM-HCH skupinou obnovenie
LVDP (62,8 = 12,2 resp. 30,3 = 5,7 %, p < 0,05), -dP/dt (55,8 * 8,3 resp.
29,7 = 4,5 %, p < 0,05), aj koronarneho prietoku (95,3 * 5,2 resp. 64,7
+ 11,5 %, p < 0,05). V hladine proteinu cav-1 po stabilizacii sme nezistili
medzi skupinami vyznamné rozdiely. Zvy$ené mnozstvo cav-1 sme
zaznamenali v 60. minGte reperflzie v skupinach DM a DM-HCH+SIM
(144,4 + 12,3 resp. 152,0 = 21,0 % u K, p < 0,05). Po predizeni reperflzie
na 120 mindt sa mnoZstvo cav-1 vjednotlivych skupindch vyznamne
neodliSovalo.

Zaver: Na zéklade uvedenych vysledkov predpokladame, ze cav-1 moze
byt sti¢astou mechanizmu kardioprotektivneho pésobenia kratkodobého
experimentalneho diabetu a simvastatinu pocas IRPM.

Za podpory grantov VEGA 1/4296/07 a UK/160/2009.

WARFARIN A ANTIAGREGACNA LIECBA PO
PERKUTANNEJ KORONARNEJ INTERVENCII SO
STENTOM (WAPKIS): PREDBEZNE VYSLEDKY
Hricak V, Baranova E.

Oddelenie akutnej kardioldgie, NUSCH, a. s., Bratislava

Ciel: Vyber, trvanie, komplikdcie aoptimalizdcia kombinovanej
antitrombotickej liecby (aspirin — A, klopidogrel - K, warfarin — W) v skupine
pacientov po perkutdnnej koronarnej intervencii so stentom (PKI),
vyzadujucich antikoagulaénu liecbu (AKL).

Subor a metodika: Sledovanie (register) ma 3. fazy: 1. faza: protokol
sledovania amanazment antitrombotickej liecby ponechany na
oSetrujucom kardiolégovi, 2. faza: zhodnotenie z pohladu klinickej
uéinnosti az pohladu komplikacii, 3faza: optimalizacia liecby
vychadzajlca z vysledkov 2. fazy. Prezentujeme predbezné vysledky prvej
a druhej fazy monocentrického registra u 32 pacientov. Register nie je
grantom, ani nie je sponzorovany.

Vysledky: 32 pacientov (pac) (25 muzov, 7 zien priemerného veku 68,6
r.). 69 % pac malo artériovl hypertenziu, 38 % diabetes mellitus. Indikacie
antikoagulaénej lie¢by boli u 75 % pac fibrilacia predsieni, u 25 % pac iné
diagnézy vyzadujuce AKL. VSetci pac mali implantovany stent. Liecba pri
prepusteni: 50 % pac W + A + K, 34 % pac W + K, 13 % pac K + A, 3 % pac
K. Nebol signifikantny rozdiel v krvacavych komplikaciach v skupine W + A +
K vs. W + K. Vysadenie W je rizikovym faktorom ,stroku®. 4 pac (13 %)
exitovali do 3 mesiacov od vykonu.

Zaver: 1. Nie je jednota v kombinovanej antitrombotickej liecbe po PKI
so stentom upac vyzadujucich AKL. 2. Bez signifikantného rozdielu
krvacavych komplikacii W + A + Kvs. W + K. 3. Dudlna protidostickova
lie€ba v prevencii tromboembolizmu je nepostacujica. 4. Pred¢asné
vysadenie W zvySuje riziko tromboembolizmu, predcasné vysadenie
K zvy$uje riziko trombdzy v stente. 5. Potrebné 3. faza registra. 6. Praca
ma svoje limitacie.
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POROVNANIE VPLYVU NOVOSYNTETIZOVANEJ LATKY
A ANTIOXIDANTU PYCNOGENOLU® NA
KARDIOVASKULARNE FUNKCIE
Jankyova S, Drafi F, Ammerové E, Racanské E.

Katedra farmakoldgie a toxikolégie, Farmaceutickd Fakulta UK, Bratislava

Ciel: Beta-adrenolyticka aktivita latok je spravidla uréovana ako schopnost
latok antagonizovat pozitivne chrono-, resp. inotropné ucinky beta-agonistov
v myokarde. Po¢as diabetu aj hypertenzie dochadza okrem inych komplikacif
aj k vzniku endotelovej dysfunkcie, ktora sa prejavuje zmenenou reaktibilitou
ciev. Tato $tldia bola zamerand na otestovanie potencidlneho beta-
adrenolytického G¢inku novosytetizovanej latky 4/1E a antioxidantu
Pycnogenolu® na predsiene u diabetickych a hyperteznych potkanov. Tiez
mala za ciel porovnat G¢innost lieCby tymito latkami na kontraktilné viastnosti
aorty u potkanov.

Subor a metodika: Na pracu boli pouzité potkany Wistar (samce, 150 —
200 g, Dobra Voda, SR) a potkany SHR (samce, 200 - 250 g, Dobré Voda,
SR). Trom skupindm zvierat (D, DL, DP) sa vyvolal diabetes (streptozotocin,
3 x 25 mg/kg, i.p.). Zvierata boli lie¢ené latkou 4/1E (L, HL, DL, 10 mg/kg
i.p.) a Pycnogenolom® (HP, DP, 20 mg/kg p.o.). Kontrolnym skupinam (K, H,
D) bolo podavané vehikulum. Po 6-tyzdiiovej lie¢be boli zvieratdm odobraté
predsiene a aorty. Antiizoprenalinova aktivita bola hodnotena kumulativnym
pridavanim izoprenalinu (10" -10° mol/l) do roztoku s izolovanymi
predsiefiami. Z nameranych hodnét boli vypodéitané stredné efektivne
koncentracie (EC, ) a ich zaporné logaritmy pD,, vyjadrujice predpokladanu
afinitu izoprenalinu k beta-adrenergickym receptorom. Kontraktilita ciev bola
sledované pouzitim fenylefrinu (10-° mol/l) a relaxacia podanim acetylcholinu
(10 mol/l).

Vysledky: U hypertenznej a diabetickej neliecenej skupiny bola citlivost
na podanie izoprenalinu najvy$sia (EC,, —H: 8,5.10™", D: 7,3.10""). Lie¢ba
latkou 4/1E znizila citlivost predsieni na podany IP u obidvoch skupin (EC, -
HL: 1,6.10°, DL: 7,0.10"°). NajvyraznejSie ovplyvioval citlivost predsieni na
podany IP Pycnogenol®, kedy doslo k Uprave hodnét takmer na kontrolnd
aroven (EC, - DP: 2,0.10%, HP: 7,5.10% vs. K: 1,2.10%). Maximalna kontrakcia
aort bola u zdravej a liecenej kontroly vyssia nez u ostatnych skupin zvierat
(K: 35,11 + 4,87 %, L: 33,44 = 7,21 %). Hypertenzné a lie¢ené hypertenzné
zvieratd mali najnizs$iu kontrakciu (H: 20,09 + 2,03 %, p < 0,05, HL: 18,80
+ 2,62 %,p < 0,05, HP: 19,72 = 1,20 %, p < 0,05 vs. K). Diabetické neliecené
a diabetické zvieratd lie¢ené latkou 4/1E mali nesignifikantne znizenu
schopnost kontrakcie v porovnani s kontrolnymi zvieratami, avsak liecba
Pycnogenolom® zlepsila kontraktilné schopnosti aort (D: 27,88 + 6,30 %, DL:
27,80 * 4,86 % vs. DP: 34,23 + 5,37 %). Relaxatna odpoved ciev bola
signifikantne nizsia u diabetickych a diabetickych zvierat lie¢enych latkou
4/1E nez relaxacie u kontrolnych skupin zvierat (D: 11,75 + 2,46 %, p < 0,05,
DL: 11,94 + 2,78 %, p < 0,05 vs. K: 21,57 = 2,77 %). Lie¢ba Pycnogenolom®
signifikantne zleps$ila relaxacné schopnosti aort diabetickych lie¢enych zvierat
v porovnani s nelieGenymi zvieratami, ked zvysila relaxacie ciev takmer na
kontrolnd Uroven (DP: 18,74 + 1,48 %, p < 0,05 vs. D). Hypertenzné zvierata
mali relaxacie na drovni kontrolnych zvierat (H: 20,71 = 1,25 %), avSak liecba
Pycnogenolom® aj latkou 4/1E mierne zhorsila relaxacné schopnosti ich aort
(HL: 17,34 = 1,65 %, HP: 17,28 + 0,82 %).

Zaver: U hypertenznych aj diabetickych zvierat sme zaznamenali zvy$enu
citlivost izolovanych predsieni na izoprenalin. Obidve testované latky znizovali
citlivost na podany izoprenalin ako u hypertenznych tak aj u diabetickych
zvierat. Vyraznejsi efekt bol vSak dosiahnuty liecbou Pycnogenolom®.
Schopnost relaxacie izolovanych aort bola vyrazne zhor$ena u diabetickych
zvierat. Lie¢ba latkou 4/1E neprejavila vyrazny vplyv, kym liecba
Pycnogenolom® signifikantne upravila schopnost relaxacie smerom ku
kontrolnym hodnotam.

Praca bola podporena grantmi VEGA SR 1/3415/06, UK 283/2007 a FaF
UK 35/2008.

.IVUS GUIDED* STENTOVANIE CHRANENEHO
HLAVNEHO KMENA LAVEJ KORONARNEJ ARTERIE

Jesensky T, Juhds S, Studencan M.
Klinika kardiolégie, VUSCH, a. s., Kosice

Ciel: Prezentovat kazuistiku PCI na hlavnhom kmeni ACS pod kontrolou
IVUS a analyzovat prinos tejto zobrazovacej metodiky.

Subor a metodika: Koronarografia ako najpouzivanejdia diagnosticka
metdda na zobrazenie poskodenia koronarnych tepien vo vsetkych svojich
modalitdch poskytuje iba tzv. luminograficky pohlad. Nov$ie diagnostické

metddy (intravaskularny ultrazvuk - IVUS, frakéna prietokové rezerva - FFR),
umoznuju presnejsiu kvantifikaciu koronarnej stendzy, ako aj hodnotenie jej
funk&nej vyznamnosti. Pouzivame ultrazvukovy pristroj GALAXY firmy Boston
Scientific. Standardne vykonavame zobrazenie cievy v prie¢nej aj v dlhej osi.
Softver pristroja umoziuje odhadnutie potrebnej dizky aj diametra stentu.
Standardnou sucastou IVUS vySetrenia je popis kvalitativnych aj
kvantitativnych parametrov hodnotenia stenozy.

Vysledky: PCI kmena ACS bola vykonavana u 66-rocného diabetika po
Stvornasobnom aortokoronarnom bypasse s refraktérnou anginou pektoris.
Koronarograficky bol dokumentovany uzaver 3 venéznych Stepov a funkény
bypass ,LIMA to RIA“. Pacient mal trojcievne koronarne postihnutie s tazko
kvantifikovatelnou stenézou kmena ACS. Kardiochirurg pre nevhodné
anatomické pomery zvazovanu reoperaciu kontraindikoval. Vykonali sme IVUS
kmena ACS s popisom $piralovitej stendzy 60 % (,area stenosis”). Na zaklade
IVUS bola odpori¢ana dizka adiameter stentu, ktory bol nasledne
implantovany z kmenia ACS do RIA. Pri kontrolnom IVUS vySetreni bola
popisana suboptimalna apozicia stentu v distalnej casti, nasledne bola
realizovana vysokotlakova postdilatacia s optimalnym vysledkom. Priebeh
procedury bol nekomplikovany, v dalSom priebehu hospitalizacie do$lo
k Ustupu stenokardii.

Zaver: Na pripade ,IVUS guided PCI“ hlavného kmena ACS sme
demonstrovali bezpecnost a prinos intrakoronarneho ultrazvuku. Pouzitie IVUS
umoznilo presnejSie zhodnotenie stendzy hlavného kmena ACS, ako aj
optimalizaciu volby velkosti stentu a taktiez jeho optimalnej dilatacie.

NEPLANOVANE HYBRIDNE REVASKULARIZACNE
VYKONY VO VCASNOM POOPERACNOM OBDOBI -
VYBRANE KAZUISTIKY
Juhas S, Novotny R, Studencan M.

Klinika kardiologie, VUSCH, a. s., Kosice

Ciel: Poukazanie na prospesnost perkutannej koronarnej intervencie (PKI)
vo véasnom pooperaénom obdobi po aortokorondrnom bypase (CABG)
a vyznam hybridnych revaskularizaénych vykonov (CABG v kombinacii s PKI)
na zlepSenie prognoézy chorych sviaccievnym koronarnym postihnutim -
videoprezentacia vybranych pripadov.

Subor a metodika: Po literarnom prehlade o uzito¢nosti a skisenostiach
s hybridnymi vykonmi demonstrujeme 5 pacientov, ktori vo vcéasnom
poopera¢nom obdobi (prvy pooperacny tyzden po CABG) podstUpili PKI kvoli
nefunkénosti niektorého Stepu, alebo nemoznosti kompletnej chirurgickej
revaskularizacie. U dvoch chorych sme vykonali PKI na ramus
interventricularis anterior favej vencovej tepny (uzavrety Step lavej prsnej tepny
na RIA), u dal$ich dvoch PKI na pravi koronarnu tepnu (ACD) - v jednom
pripade v kardiogénnom $oku, posledny chory podstlpil PKI pre nefunkény
Zilovy $tep na ramus circumflexus (RCX). Spbsob vykonania intervencii
demonstrujeme z digitadlneho roentgenového angiografického videozaznamu
(Angiograf AxiomArtis Siemens).

Vysledky: Vsetci uvedeni pacienti mali vo véasnom pooperacnom obdobi
po CABG Uspesne vykonanu PKI na tepne, ktorl sa bud nepodarilo chirurgicky
revaskularizovat, alebo na ktorej sa uzavrel obchadzkovy step. Jedna
pacientka s kritickou stendzou Ustia ACD bola intervenovana v kardiogénnom
Soku. Dal$i pooperacny priebeh vSetkych 5 pacientov bol priaznivy a bez
dalsich komplikacii boli prepusteni z nemocnice do ambulantnej starostlivosti.

Zaver: Planované hybridné revaskularizacné techniky sa vyuzivaju najma
u rizikovych pacientov s pridruzenymi ochoreniami alebo vo vysokom veku
kvuli skrateniu kardiochirurgického vykonu. V nasom pripade sme chorym
vykonali neplanovany hybridny vykon vo véasnom pooperaénom obdobi po
CABG intervenovanim stenotickej alebo uzavretej tepny, ktora bezprostredne
ohrozovala Zivot pacienta.

ASOCIAC,IA KARDIOVASKUI,.ARNEHO RIZIKA
S VYBRANYMI PSYCHOSOCIALNYMI FAKTORMI

Jurkoviéové J, Stefénikové Z, Sevéikové L, Sobotové L, Aghové L.

Ustav hygieny Lekarskej fakulty UK, Bratislava

Ciel: V stcasnosti stale viac dokazov sved¢i o tom, Ze psychosocialne
faktory prispievaju k riziku vyvoja kardiovaskularnych choréb (KVCH) nezavisle
od Standardnych rizikovych faktorov (RF). Ciefom prace bolo zistit prevalenciu
vybranych psychosocialnych faktorov vo vzorke slovenskej populacie a zistit
ich asociaciu s kardiovaskularnym rizikom.
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Subor a metodika: V siibore 9 983 dospelych os6b — dobrovolnikov (35,3 %
muzov) zcelého Uzemia SR v priemernom veku 48,3 * 14,9 rokov sme
z psychosocialnych faktorov sledovali stupen dosiahnutého vzdelania, druh
zamestnania, vyskyt psychosocialneho stresu (PS) v zamestnani a v stkromi,
socialnu izolaciu a v mensom stbore 4 246 0sob aj niektoré prejavy dusevného
zdravia otdzkami na vyskyt priznakov depresie, Uzkosti a hostility. Hodnotili sme
kazdU odpoved osobitne ako priaznivi/nepriaznivy, u kazdého respondenta sme
vyhodnotili celkovy pocet nepriaznivych odpovedi. Ztradicnych RF sme
vySetrovali hladinu celkového cholesterolu v krvi metédou suchej kvapky
(Reflotron), krvny tlak (TK) digitalnym tlakomerom Omron v Standardnych
podmienkach, antropometrické ukazovatele zamerané na nadhmotnost a obezitu
(BMI, % telesného tuku, obvod pésa) a z faktorov Zivotného $tylu sme sa zamerali
najmé na fajéenie, telesnu inaktivitu a vybrané stravovacie zvyklosti.

Vysledky: Vysledky ukazali vysoky vyskyt PS v zamestnani (54,1 % muzov
a 48 % zien), s najvy$sim vyskytom vo vekovej skupine 35 - 44-roénych muzov
(60,2 %) a 35 — 54-rocnych zZien (49,5 %). Vyskyt PS v stkromi je nizsi, ale
v skupine zien takmer dvojnasobny ako u muzov (27,7 % Zeny, 15,2 % muzi).
Zeny udavaju viac ako dvojnasobne Castejsie socialnu izolaciu (20,9 %) ako
muZzi (9,1 %). PS vslkromi udéavaji najCastejSie osoby so zakladnym
vzdelanim (p < 0,001), PS v zamestnani vyznamne castejSie osoby s VS
vzdelanim (p < 0,001). Zaznamenali sme vysoky vyskyt nepriaznivych
odpovedi na otazky o duSevnom zdravi: zeny v porovnani s muzmi odpovedali
na takmer vSetky otazky vysoko vyznamne CastejSie nepriaznivo. Zastlpenie
0s0Ob, ktoré mali vSetky odpovede priaznivé, bolo velmi nizke -len 18 %
(24,7 % muzov a13,5% zien). Ich pocet klesad svekom, umuzov od
najmlads$ej vekovej skupiny, u Zien az od 45. roku, pricom vo vy$$om veku
(po 65. roku) sa rozdiely medzi muzmi a Zenami stieraju. Linedrna regresia
(adjustovana na vek apohlavie) psychosocidlnych faktorov a faktorov
zivotného $tylu ukazala, Ze osoby so v§etkymi odpovedami priaznivymi Ziju
CastejSie v partnerskom zvazku (p < 0,001), maju vy$si stupen vzdelania
(p < 0,001), st ¢astej$ie zamestnani (p < 0,001) a fyzicky aktivni (p < 0,001),
ale castejsie fajcia (NS). Na druhej strane menej Casto udavaju PS
v zamestnani (p < 0,001) aj v stukromi (p < 0,001) a menej ¢asto udavaju
socialnu izolaciu (p < 0,001). Linearna regresia (adjustovana na vek
a pohlavie) poctu nepriaznivych odpovedi s biologickymi RF ukazala pozitivne
korelacie s BMI (p = 0,060, NS), s obvodom pasa (p = 0,069, NS), s obsahom
telesného tuku (p = 0,016), s hladinou celkového cholesterolu v krvi
(p = 0,737, NS), negativne korelacie s hodnotou systolického TK (p = 0,001)
a diastolického TK (p = 0,001). Viacnasobna linearna regresia (adjustovana
na vek a pohlavie) ukdzala vyznamnu pozitivhu suvislost po¢tu nepriaznivych
odpovedi na otazky o dusevnom zdravi s PS v sukromi (p = 0,0000), socialnou
izolaciou (p = 0.0000) a fyzickou inaktivitou (p = 0,0001) avyznamnu
negativnu suvislost so vzdelanim (p =0,0011) azamestnanostou
(p = 0,0000). Vyznamna suvislost prevalencie biologickych RF sa prejavila
vo vztahu k stupriu dosiahnutého vzdelania, predovS§etkym u zZien.

Zaver: Vysledky potvrdili vysoku zataz psychosocialnym stresom
v slovenskej populacii a casté prejavy depresie a Uzkosti (najméa u Zien).
Psychosocidlne faktory nepdsobia izolovane, maju tendenciu zdruzovat sa
a vzajomne sa ovplyvriovat. Osoby s nepriaznivym psychosocialnym statusom
maju vy$si (NS) vyskyt biologickych RF KVCH. Preto okrem klasickych RF je
potrebné v primarnej prevencii venovat pozornost aj psychosocialnym
faktorom a dal$im ukazovatefom dusevného zdravia. Poznatky su dolezité
kvoli identifikacii rizikovych o0s6b askupin, stratégii ovplyviiovania
kardiovaskularneho rizika a zlep$eniu kvality Zivota.

VCASNA DIAGNOSTIKA A LIECBA - KLUCOVY FAKTOR
V PROGNOZE PACIENTOV S PLUCNOU EMBOLIOU

Kafkova B, Ondu$ové D, Jesensky T, Studenéan M.

Klinika kardioldgie, Kardiologické oddelenie, VUSCH, a. s., Kosice

Ciel: Plicna embdlia je pomerne ¢asté ochorenie, ktoré ma vysoku
mortalitu a byva neskoro diagnostikované. V pripade véasnej diagnostiky
alieCby mé vacsina pacientov $ancu na dal$i kvalitny Zivot. Ciefom je
zhodnotenie rizikového a klinického profilu pacientov hospitalizovanych na
koronarnej jednotke pre akdtnu pficnu embdliu.

Subor a metodika: Retrospektivne sme spracovali Udaje pacientov
hospitalizovanych na koronarnej jednotke od januara 2008 do méaja 2009.
V sledovanom obdobi bolo na koronarnej jednotke hospitalizovanych 25
pacientov s potvrdenou diagndzou plicnej embdlie, priemerny vek 62,5 roka
(23 az 86), 10 muzov a 15 zien.

Vysledky: Rizikové faktory: 7 pacientov (28 %) bolo obéznych, 8 pacienti
(32 %) boli imobilizovani, 4 (16 %) mali zname maligne ochorenie a 3 zeny
(12 %) uzivali hormondlne kontraceptiva. Klinicky profil: u 88 % pacientov
dominovala pri prijati dychavica, bolest na hrudi malo 11 pacientov.
Hemodynamicka nestabilita (hypotenzia, Sok) ako znamka vysokého rizika
bola u 1/3 pacientov, KPCR vyzadovali 3 pacienti. Dve tretiny pacientov (16)

spinali kritéria pre stredné riziko (pozitivny troponin |a/alebo dilataciu
a dysfunkciu pravej komory pri ECHOKG vysetreni). Intrakardialne tromby
sme zistili u 5 pacientov. CT pulmoangiografia bola realizovana u 18 pacientov
(72 %). Na zéklade klinického obrazu a vysledkov vySetreni sme u 7 pacientov
podali fibrinolytickd lieCbu - u 5 pacientov s vysokym rizikom a dvoch so
strednym rizikom. Z trombolyzovanych zomrela jedna pacientka, zaznamenali
sme iba jednu hemoragicku (stredne zavaznu) komplikéaciu fibrinolyzy.
Sestnast pacientov sme liecili heparinom (nefrakcionovanym alebo
nizkomolekulovym), 1 pacientka svysokym rizikom a kontraindikaciou
fibrinolyzy, 15 chorych so strednym rizikom. V skupine lie¢enych heparinom
ziaden nemal krvacavu komplikéaciu, zomreli dvaja pacienti. Dvaja chori pri
prijati v kardiogénnom Soku (z toho jeden 23-ro¢ny) zomreli ihned po prijati
bez moznosti lie¢by, obaja s anamnézou dychavice viac ako 12 hodin.
Zaver: V regionalnom kardiocentre sme v obdobi 17 mesiacov liecili 25 pacientov
s potvrdenou plicnou embolizaciou. Antitromboticky rezim vratane fibrinolytickej
lieCby (28 % pacientov) je bezpecny, vyskyt hemoragickych komplikacii bol
zanedbatelny (1 pripad). Umrtie sme zaznamenali u 20 % (5 pripadov).

SUCCESFUL TWO-YEAR CAMPAIGN MOST AS
A STRONG INSTRUMENT FOR THE IMPLEMENTATION
OF THE EUROPEAN HEART HEALTH CHARTER IN
SLOVAKIA

'Kamensky G, *Murin J, *Goncalvesova E, 'Dlesk A.

'V. interna klinika, ONKD, FN Ruzinov, Bratislava, . interna klinika FN Staré
mesto, Bratislava, °0ZaTS, NUSCH, Bratislava

Aim: Using the MOST nationwide educational campaign for September
2007 and 2008 to promote the implementation of the European Heart Health
Charter in Slovakia in terms of continuous increasing the awareness of the
main CV risk factors (RF) in the population.

Material and Methods: The Slovak Heart Foundation (SHF) and the Slovak
Society of Cardiology (SSC), with the support of the ESC and EU within the
scope of the EuroHeart project, prepared a nationwide educational campaign
for September 2007 and September 2008. The independent survey on the
awareness of the most important CV risk factors and their appreciation was
performed by an independent agency before and after the campaign in 2007
and 2008, respectively. All four surveys consisted of the nine same key questions.
The surveys were performed before and after the campaign MOST both in
September 2007 and 2008 (in August 2007, October 2007, June 2008 and October
2008) on a total 4126 representative respondents. All survey were performed on
an “as quota” selection using the same methods. Representativity was evaluated
according to gender, age, educational status, nationality, size of county and
permanent address. Stastical analysis was performed by the SPSS programme,
and data collection were performed in agreement with the ESOMAR codex.

Results: After the second survey in both years wareness has improved in
most categories. The most important RF according to all were considered
hypertension (45%, 62%, 75% and 75%), smoking (30%, 46%, 36% and 37%),
high cholesterol level (22%, 32%, 36% and 37%), obesity (20%, 32%, 34%
and 32%), physical inactivity (7%, 14%, 18% and 15%). The knowledge of
correct values of normal blood pressure did not change significantly in either
survey (45 versus 48%), but correct total cholesterol value was given only by
27 versus 31% of respondents, respectively. Regarding the knowledge of heart
attack symptoms, chest pain was referred to as the leading symptom in 31%
and 46%, respectively. The campaign was noticed by almost 27% of the
population, with highest visibility on TV, followed by the print media. The
most frequent places where people found information about the campaign
were outpatient and inpatient clinics and pharmarcies.

Conclusion: The MOST intensive public campaign organised by the SHF
and SSC in Slovakia increased awareness at the population level of the most
important RF, and also awareness of heart attack symptoms. It has offered us
the perfect starting point for the preparation of the National Cardiovascular
Programme, which is now under final consideration.

RENOVASKULARNA HYPERTENZIA AKO PRIMARNY
PREJAV TAKAYASUOVEJ ARTERITIDY (KAZUISTIKA)
Kandlikova K ml., Tomka J, Sefrének V, 'Kanalikovd K, Vranské V.

Klinika cievnej chirurgie, 1Ambulantné oddelenie, 2Detské kardiocentrum,
NUSCH, a. s., Bratislava

Uvod: Takayasuova arteritida (TA) predstavuje zapalové ochorenie
nejasnej etioldgie, postihujice najméa aortu a jej hlavné odstupové vetvy.
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Cielom préce je upozornit na moznost vyskytu renovaskularnej hypertenzie
ako prvotnej klinickej manifestacie Takayasuovej arteritidy.

Kazuistika: 15-rocnému pacientovi bola vo februari 2007, dva mesiace
po ,chripkovom® infekte, ndhodne zistend vyznamné arterialna hypertenzia
(do tej doby pediatrom nezaznamenana). Pacient bol nasledne
hospitalizovany v Detskom kardiocentre av Narodnom Ustave srdcovych
acievnych choréb za Ucelom diagnostiky alie¢by medikamentézne
nezvladnutelnej hypertenzie (napriek 4-kombinacnej antihypertenzivnej
terapii). Pomocou zobrazovacich vySetreni (sonografické vySetrenie, CT
angiografia, angiografia) bola upacienta diagnostikovana oklizia
odstupovej casti pravej renalnej artérie s pritomnou bohatou kolateralnou
siefou a obojstranne zdvojenou renalnou artériou. St€asne sa zistila
i atypicka abdominéalna suprarenalna koarktacia aorty (stenotizujuca limen
aorty na 40 %). Oblicky pacienta boli norméalnej velkosti. VySetrenia
hormonalnej aktivity poukazali na zvy$end hodnotu reninu. V Narodnom
reumatologickom Ustave sa potvrdila diagnéza Takayasuove;j arteritidy a bola
zahajena lieCba. Pacient mal nevhodné anatomické pomery na
endovaskularny vykon. Indikované bolo opera¢né rieSenie — aortorenalny
by-pass vpravo s pouzitim autolégnej v. saphena magna. Operacny vykon
a pooperacéné obdobie bolo bez zavaznych komplikacii. Uz v priebehu
prvych dni po operécii dochadza u pacienta k poklesu krvného tlaku,
s postupnou moznou redukciou antihypertenzivnej lie¢by.

Vysledky: V sucasnosti je pacient v remisii (bez nutnosti farmakoterapie
zakladného ochorenia), tlakovo stabilizovany.

Zaver: Takayasuova arteritida predstavuje v nasich podmienkach pomerne
zriedkavé ochorenie. Vyskyt obstrukénych 1ézii (Il. alll. typ Takayasuovej
arteritidy) na renalnych artériach sa popisuje u34 az 85 % pacientov.
Renovaskularna hypertenzia pri postihnuti renalnych artérii moze byt prvou
manifestaciou ochorenia. VyznaCuje sa velkou rezistenciou na
antihypertenzivnu terapiu. Korekciou anatomickych [ézii obli€kovych artérii
sa upravuje artériova hypertenzia, ako sme zaznamenali i v prezentovanej
kazuistike.

PREJAVY ZVYSENEJ SYMPATIKOVEJ AKTIVACIE
KOMOROVEHO MYOKARDU PRI VYSSOM NORMALNOM
TLAKU
Kellerova E, Regecova V.

Ustav normalnej a patologickej fyzioldgie SAV, Bratislava

Ciel: Zvysenu sympatikovu aktivitu, ako vyznamny patogeneticky faktor
v pociatoénych fazach rozvoja hypertenzie, prvy raz dokumentovali klinicko-
fyziologické nalezy zmenenej periférnej hemodynamiky v pokoji,
pripominajucej obrannu poplachovl reakciu a hyperkineticka cirkulacia
a zvySeny MVOS az u 70 % mladistvych hypertonikov. Analyzou $pecifickych
zmien repolarizacnej asti EKG, vyvolanych réznymi sympatergnymi podnetmi,
farmakami a pri rozvinutej hypertenzii bolo opakovane dokazané, ze
elektrofyziologické parametre charakterizujice komorovu repolarizéciu, si
nositelmi informacie o priamom vplyve sympatikovej aktivacie na komorovy
myokard. Cielom tejto prace bolo pomocou kvantitativnej analyzy
repolarizanych ukazovatelov zachytit mozny rozdiel v Grovni sympatikového
vplyvu na myokard komér u jedincov s optimalnym, alebo normalnym a vy$$im
normalnym krvnym tlakom

Subor a metodika: Vysetrili sme stibor 90 muzov vo veku 15 - 25 rokov,
s hornym limitom TK s normalnym, resp. vy$§im TK (TKZV) nad tymto
rozhranim. Z VKG zaznamov v ortogonalnom Frankovom zvodovom systéme
a z izointegralovych povrchovych map depolarizacie (DIM) a repolarizacie
(RIM), sme vyhodnocovali maximalny priestorovy vektor depolarizacie
(sQRSmax), repolarizacie (sTmax), maximéa, minimé a amplitidy DIM a RIM,
hodnoty intervalov RR, QT a QTc.

Vysledky: V porovnani so skupinou TKOPT sme v skupine TKZV zistili
0 25 % zmen$eny sTmax, 0 24 % mensie RIMMAX a 0 21 % mens$iu RIMAMPL
(vSetko P hodnoty). DIMMAX, MIN a AMPL sa medzi skupinami TKZV a TKOPT
nelisili. Rozdelenie stboru podla percentilov distribucie velkosti vektora
komorovej repolarizacie sTmax potvrdilo, Ze v podskupine s hodnotami sTmax
pod 15 percentilom (268 uV) sa zistil signifikantne vy$si priemer TK 128/79
mmHg, v porovnani spriemernym TK 120/74 mmHg v podskupine
s hodnotami sTmax nad 85 percentilom (607 uV).

Zaver: Kvantitativne rozdiely parametrov repolarizacie naznaduju
v skupine s normalnym avy$$im normalnym tlakom (praehypertenzia -
JNCVII), zvySenu sympatikovu aktivaciu komorového myokardu, bez
vyraznej8ieho vplyvu na pulzovu frekvenciu a dalSie ¢asové charakteristiky.
Tento nalez je v sulade s predstavou vzostupu kontraktility a vyvrhového
objemu srdca v inicialnej faze rozvoja hypertenzie.

S prispenim grantu Slovenskej kardiologickej spolo¢nosti.

DIAGNOSTICKA VYZNAMNOST 99M TC-
TETROFOSMINOVEJ MYOKARDIALNEJ PERFUZIE
SPECT U PACIENTOV S ARTERIOVOU HYPERTENZIOU
A'S ,ISCHEMICKYMI“ ST ZMENAMI

Kmec J, Kisko A, Vereb, Cendéarik J, Gazdié P Spratek.

Klinika kardiolégie FNsP J. A. Reimana, PreSov

Ciel: Pacienti s artériovou hypertenziou maju frekventné prekordialne
bolesti, na zatazovom EKG (EKG) zmeny ST segmentu podobné ischémii
a normalny koronarograficky nélez.

Cielom $tudie bolo zhodnotit diagnostickl presnost/vytazenost 99m
Te-tetrofosminovej myokardialnej perfizie SPECT (MPS) u tychto pacientov
na potvrdenie ischémie.

Subor a metodika: Od oktobra 2006 do oktébra 2008 sme sledovali
a vysetrili 248 pacientov s artériovou hypertenziou, s hypertrofiou lavej komory
(HLK), s bolestami na hrudniku, zachovanou systolickou funkciou LK, bez
anamnézy prekonaného srdcového infarktu, koronarnej revaskularizacie alebo
diabetes mellitus. U kazdého z tychto pacientov bol vykonany Standardny
zatazovy (bicyklova ergometria) alebo farmakologicky test (dipyridamol 0,84
mg/kg). U 48 pacientov (19,4 %, 28 muzov, vek 48 - 75 rokov, priemer 61,6
+ 12,4) sme zistili pozitivny vysledok ZEKG (80 ms od bodu J depresie ST
segmentu 21,00 mm). Vo vSetkych tychto pripadoch boli vykonané MPS
a koronarografia - zlaty Standard pre detekciu koronarnej artériovej choroby
(= 50 % stendzy na najmenej jednej epikardialnej koronarnej artérii).

Vysledky: Koronarografickym vySetrenim sme zistili signifikantné
koronéarne lézie u 20 pacientov (41,7 %), normalny nalez bol u 28 pacientov
(58,3 %). MPS bol pozitivny u 27 pacientov (56,3 %) anegativny u 21
pacientov (43,7 %), senzitivita bola 100 %, Specificita 75 %, diagnosticka
spolahlivost 85 %, pozitivne prediktivna hodnota 74 % a negativne prediktivna
hodnota 100 %.

Zaver: Pacienti s artériovou hypertenziou s hypertrofiou lavej komory
mozu mat anginu pektoris na podklade signifikantnych stendz epikardialnych
tepien alebo na podklade mikrovaskularnej choroby pri normalnom
koronarografickom naleze. Zatazova ergometria je pozitivna v oboch
pripadoch. V nasom sledovani sme zistili vysoku senzitivitu, dobri $pecificitu
a diagnostickl spolahlivost MPS v detekcii ischémie. Odpori¢ame MPS
u pacientov s artériovou hypertenziou, hypertrofiou lavej komory a EKG
zmenami ST segmentu podobnym ischemickym, pretoze ak je vysledok
negativny, vylucuje signifikantné epikardialne Iézie a moéze byt povazovany
za prediktora mikrovaskularneho postihnutia.

MENEJ OBVYKLA SUBAKUTNA NEKALCIFIKOVANA
KONSTRIKTIVNA PERIKARDITIDA - KAZUISTIKA

Kmec P, Kovac E, Kapusta P

Oddelenie funkénej diagnostiky SUSCCH, a. s., Banska Bystrica

Ciel: Konstriktivna perikarditida sa méze vyvinut po epizéde akutnej
perikarditidy s jazvovitym hojenim a naslednou poruchou diastolického
plnenia. Subakutna nekalcifikovana konstriktivna perikarditida moéze viest
zriedkavo k hemodynamicky zavaznej konstrikcii. Cielom préce je poukézat
na prehlad manazmentu mladého pacienta s vyvojom konstrikcie, ktor bolo
nutné riesit perikardectémiou.

Kazuistika: 19-roény pacient po prekonanej pravostrannej
pleuropneumdnii bol prijaty na spadové interné oddelenie pre celkovu slabost,
subfebrility s elevaciou hepatalnych enzymov, hepatomegaliou a ascitom. Za
Ucelom dif.dg.ascitu pri suspekcii z cirhdzy heparu bol prelozeny na internt
kliniku, kde bola vykonana transjugularna biospia pecene, pricom histologicky
néalez ako aj nizky tlakovy gradient HVPG vylagili portalnu hypertenziu
adg.cirhozy. Protrombinovy ¢as bol znizeny na 53 %. Doplnené
echokardiografické vysetrenie v SUSCCH s nalezom normalnej hribky stien,
rozmerov a systolickej funkcie komor. Zisteny paradoxny pohyb IVS, oplosteny
pohyb ZsLK v strednej a pozdnej diastole, dilatacia PP so zretelnou plethorou
VCI. Perikard difuzne zhrubnuty 5 - 7 mm, hyperechogénny bez kalcifikatov,
s minimalnou separaciou peri-epikardu. PW dopplerom zistené respiraéné
zmeny pravo-lavokomorovych vtokovych rychlosti s narastom plnenia PK
v inspiriu so si¢asnym obmedzenim plnenia LK a s reciproénymi zmenami
v expiriu. Pri pravostrannej katetrizacii boli namerané stredne zvySené tlaky
vo vSetkych pravostrannych oddieloch a v zaklineni. Pacient bol indikovany
na kardiochirurgicky vykon - perikardectomiu.

Vysledky: Mlady pacient s konstriktivnou perikarditidou s prejavmi
kongescie vo velkom obehu sa podrobil perikardectémii s nadlezom difizne
zhrubnutého tuhého fibrézneho perikardu bez kalcifikatov s postupnou
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Upravou klinického stavu ad integrum. TBC etiolégia perikarditidy bola
vylicena.

Zaver: Subak(tna nekalcifikovana konstriktivna perikarditida moze mat
progredientny priebeh s prejavmi hemodynamicky vyznamnej konstrikcie.
Echokardiografia je zakladnou dg.metédou v odhaleni poruchy diastolického
plnenia s charakteristickou elevaciou a vyrovnanim diastolickych tlakov vo
vSetkych srdcovych oddieloch.

ACUTE ANTIARRHYTHMIC EFFECTS OF ATORVASTATIN
AND OMEGA-3 FATTY ACIDS DEMONSTRATED IN RATS
SUFFERING OF HYPERTRIACYLGLYCEROLEMIA

Knezl V, " ?Radosinska J, *Karas S, 'Tribulova N.

Institute of Experimental Pharmacology and Toxicology SAS, Bratislava,
"Institute for Heart Research, SAS, Bratislava, 2Faculty of Medicine,
Comenius University, Bratislava, ®Institute of Measurements, SAS,
Bratislava

Aim: It has been reported that atorvastatin and omega-3 fatty acids
(omega-3 FA) exhibit antiarrhythmic effects in clinic, however, underlying
mechanisms are not elucidated yet. We have previously shown that prolonged
treatment of hypertriacylglycerolemic rats (HTG) with these compounds
reduced significantly the incidence of malignant arrhythmias and our findigns
suggest that intercellular connexin channels responsible for electrical coupling
are most likely involved in their antiarrhythmic ability.

Purpose: To elucidate further how atorvastatin and omega-3 FA may
modulate intercellular coupling, this study was aimed to examine whether
these compounds exert acute antiarrhythmic effects. Experiments were
conducted on male and female five-month-old HTG rats known to be much
prone to ventricular fibrillation (VF) than healthy rats. The heart was excised
from anesthetized rats and perfused via aorta with oxygenated Kreb-Henseleit
solution at constant flow (10 — 14 ml/min, female — male), temperature (370°C)
and pH (7.4). Upon 20 min of equilibration, VF inducibility was tested using
a 1-sec burst of el. rectangular pulses, 100 pps, duration 1 ms and 1.5
x threshold voltage delivered via stimulating electrodes attached to the right
ventricle. Repetitive stimulation was performed during 5 min period unless
sustained (> 2 min) VF occurred earlier. The hearts were perfused with
Atorvastatin, eicosapentanoic acid (EPA) or docosahexanoic acid (DHA) (1.5,
7, 15 umol) during 10 min prior el. stimulation.

Results: Sustained VF was induced in all HTG rat hearts without treatment.
In contrast, the hearts subjected to atorvastatin, EPA and DHA were less
susceptible to inducible VF and incidence of sustained VF was reduced to
33%, 71.4% and 80% in male and to 60%, 75% and 60% in female rats.
Atorvastatin suppressed VF inducibility in male rats already in concentration
1.5 umol while EPA and DHA were efficient at higher 7 and 15 umol. Strikingly,
bolus of either EPA or DHA (150 umol) administered directly to fibrillating
heart defibrillated it.

Conclusion: Atorvastatin, EPA and DHA exhibit clear anti-fibrillating
efficacy when acutely applied. This fact suggests that these compounds can
likely affect directly connexin channels in cell membrane in addition to their
effects on cell membrane lipid compositions (fluidity) that affect protein
channels conformation and function.

This work was supported by APVV grants 51-059505 and 51-015905.

EFUZIVNI - KONSTRIKTIVNi PERIKARDITIDA
U NEMOCNEHO PO PERKUTANNi KORONARNI
INTERVENCI KOMPLIKOVANE HEMOPERIKARDEM

Kolek M, Mikoviny R, Gloger J, Bérta J, Brat R.

Kardiochirurgické centrum, Fakultni nemocnice Ostrava, Ceska republika

Sedesatideviti-lety muz s ischemickou chorobou srdeéni, po infarktu
myokardu, podstoupil PCI RIA s implantaci stentu pro nestabilni anginu
pectoris. S odstupem 10 dnu byl rekoronarografovan z ddvodu recidivy
stenokardii, byla provedena PCI ACD simplantaci 3 stentd. Vykon byl
komplikovan iatrogenni perforaci RIP s hemoperikardem a srdeéni
tamponadou. Stav byl fesen inflaci angioplastického balonu v misté perforace
a perikardiocentézou (postupné odsato 1400 ml krve). Vzhledem
k pokracujicimu krvaceni byla provedena emergentni operacni revize. Hlavnim
zdrojem krvaceni nebyla oblast ACD, ale iatrogenni poranéni srdce v pribéhu
RMS vzniklé pfi perikardialni punkci. Navic bylo zjisténo hemoperitoneum -
rovnéz zpusobené iatrogenné pfi perikardiocentéze. Chirurgicky vykon
zahrnoval odsati krve a koagul, lokalni o$etfeni zdroju krvaceni a drenaz.

Pacient byl propu$tén domu ve stabilizovaném stavu po 3 tydnech
hospitalizace, s malym rezidualnim perikardialnim vypotkem (6 — 10 mm podél
pravé komory, spodni, zadni a bo¢ni stény levé komory).

Béhem ambulantniho sledovani nejprve pretrvavalo malé az stfedné velké
mnozstvi tekutiny v perikardu, bez znamek srde¢ni tamponady. S odstupem
11 mésict od komplikované PCI byl pacient hospitalizovan pro rozvoj globalni
kardialni insuficience — progredujici dudnost, otoky dolnich konéetin, oboustr.
fluidothorax, ascites a dyspepsie. Byl zjistén stied. velky perikardialni vypotek
lokalizovany pfi pravé komofe abazi boéni azadni stény levé komory
a echogenni perikard. Nasledovala perikardiocentéza s odsatim 100 ml
hemoragického vypotku. Pretrvavaly véak znamky kardialni dekompenzace
a vypotek ¢asné recidivoval. Magneticka rezonance srdce prokazala ztlusténi
perikardu na 6 - 7 mm. Nalez byl hodnocen jako efuzivni - konstriktivni
perikarditida. Pacient podstoupil perikardektomii s odsatim vypotku.
V pooperaénim obdobi se nevyskytly vyznamnéjsi komplikace, pouze
exacerbace bronchitidy a evakuacni punkce pleurainiho vypotku. Béhem
dvoumeésic¢niho sledovani je stav pacienta stacionarni, nejsou projevy
srde¢niho selhani.

Zavér: Popisujeme pfipad kontriktivni perikarditidy s vypotkem, pro kterou
je charakteristické pretrvavani symptom( z konstrikce ipo Uspésné
perikardiocentéze. Perikardektomie je Ié¢ebnou metodou volby.

PERIKARDIOCENTEZA PO OPERACI SRDCE - NASE
ZKUSENOSTI

Kolek M.

Kardiochirurgické centrum, Fakultni nemocnice Ostrava, Ceska republika

Cil: Perikardialni vypotek po srde¢ni operaci je bézny, ale jen u malé ¢asti
nemocnych progreduje a manifestuje se srde¢ni tamponéddou. Pfesna
diagndza a spravné ¢asovana perikardiocentéza jsou nezbytné pro Gspésné
zvladnuti této Zivot ohrozujici komplikace. Cilem tohoto sdéleni je prezentovat
zkuSenosti pracovisté s provadénim echokardiografii kontrolované
perikardiocentézy u nemocnych po kardiochirurgickém vykonu.

Soubor a metodika: V obdobi od prosince 2004 do kvétna 2009 byla
provedena evakuacni punkce klinicky vyznamného perikardialniho vypotku
u 76 nemocnych (2,6 % vSech operovanych).

Vysledky: Signifikantné Castéji byla punkce indikovana po operacich
chlopennich vad (43,4 % vSech perikardiocentéz, vykonech spojenych
s nutnosti antikoagulaéni Ié€by v pooperaénim obdobi. Nezaznamenali jsme
zadné komplikace perikardiocentézy; pouze 1 x nebyla punkce technicky
Uspésna. Casovy odstup od operace byl 4 - 164 dni (median 13 dni).
Jednorazové bylo ziskano 50 - 1550 ml vypotku (median 440 ml). U 73
nemocnych (96,1 %) byl perikardialni pigtail ponechan na aktivnim sani,
doba drenaze ¢inila 0,5 -8 dni (median 1 den), odpad z drénu byl 20 -
2950 ml (median 160 ml, primér 337 ml). K recidivé vyznamného vypotku
s nutnosti opakovani perikardialni punkce doslo u6 (8 %) nemocnych.
U dal$iho nemocného byl recidivujici vypotek vyfeSen torakoskopickou
fenestraci perikardu do pleurdlni dutiny. Jeden nemocny podstoupil
chirurgickou revizi pro vyznamné rezidudlni mnozstvi koagul v perikardu,
2 pacienti byli revidovani pro pokracujici krevni ztraty z drénu (vyznamny
chirurgicky zdroj krvaceni). UZiti perikardialniho katétru za Gc¢elem drenaze
perikardialni dutiny (po pfedchozim jednorazovém odsati vypotku) bylo
spojeno s niz§i rekurenci vyznamného vypotku a s nizsi pravdépodobnosti
opakovani perikardiocentézy.

Zavér: Evakuacni punkce perikardidlniho vypotku provadéna za
echokardiografické kontroly se osvédcila jako efektivni a bezpec¢na primarni
metoda Iécby perikardialnich vypotki po srdecni operaci.

KORONAROGRAFICKE NALEZY
U HEMODIALYZOVANYCH PACIENTOV

Kovar F, Knazeje M, Funiak S, Dragula M, Farka$ A, JeZikova A, Peterkova
M, Makovicky P, Mokan M.

I internd klinika MFN a JLF UK, Martin

Ciel: U pacientov s chronickou renélnou insuficienciou (CHRI) je vysoka
prevalencia rizikovych faktorov kardiovaskularnych ochoreni (RF KVO).
Samotna glomeruldrna filtracia (GF) je nezavislym prediktorom
kardiovaskularnej (KV) mortality. Selektivna koronarografia (SKG) je v$ak
u pac. s CHRI mélo indikovana. Ciefom naSej prace bolo vyhodnotit rozsah
a zavaznost postihnutia koronarnych artérii (KA) pri SKG u pacientov s CHRI,
lieGenych v chronickom hemodialyzaénom programe (CHHDP).
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Subor a metodika: Prospektivna analyza konzekutivnych pacientov
zaradenych do CHHDP, ktori podstUpili rutinne SKG. Sledovany bol vyskyt
RF KVO, pocet postihnutych KA a angiograficky typ postihnutia KA (stenéza
typu A, B, C, uzaver tepny) ako aj dalSie rieSenie nalezu.

Vysledky: V sledovanom obdobi bolo vysetrenych SKG 31 pac. (z toho 25
muzov) vo veku 29 - 68 r. (priemer 57,7). Vyznamné postihnutie KA na SKG bolo
u 22 pac. (68 %), z toho viaccievne u 11 pac. (32 %). Prevalencia hypertenzie
bola 94 %, hyperlipoproteinémie 97 %, diabetes mellitus 52 %, 23 % pac. bolo
po prekonanom infarkte myokardu. Stenéza typu A bola hodnotena u 7 (23 %)
pac., typu B u 11 (36 %) pac., C u 4 pac. (13 %) A a uzaver KA u 5 pac. (16 %).
Perkutannu intervenciu (PKI) podstupilo 12 pac. (39 %), kardiochirurgicku (KCH)
revaskulariziciu 9 pac. (29 %) a konzervativne bolo lie€enych 10 pac. (32 %).

Zaver: CHRI je spojena svysokym vyskytom RF KVO a pokrogilymi
aterosklerotickymi zmenami KA. V nasom sUbore bolo iba 32 % pac. bez
vyznamného postihnutia koronarneho rieéiska, intervenéni alebo KCH
revaskularizaciu podstupilo 68 % pac. SKG je vyhodné indikovat u pac.
v CHHDP este pred transplantaciou oblicky. Potrebna je Uzka spolupraca
nefroléga a intervenéného kardioléga.

OVPLYVNUJE POTENCIALNY B—BLOKATQR
FOA3N DMFE FUNKCIU HYPERTROFOVANEHO
MYOKARDU ROVNAKO AKO KARVEDILOL?
Kralova E, Dobosova Z, Stankovicova T.

Katedra farmakoldgie a toxikoldgie, Farmaceuticka fakulta UK, Bratislava

Ciel: Sledovali sme vplyv B-blokatora karvedilolu a nového potencialneho B-
blokatora FoA3n DMFE na biometrické parametre, mechanicku funkciu a elektrickd
aktivitu izolovanych sfdc potkanov s experimentalne navodenou hypertrofiou.

Subor a metodika: Model hypertrofie myokardu sme navodili 7-dfiovou
aplikaciou izoprenalinu (5 mg/kg/den s.c., 1zo5). Karvedilol sme aplikovali
s 24-hodinovym oneskorenim (10 mg/kg/den s.c.), t. j. 6 dni. Rovnako ako
karvedilol sme aplikovali aj FOA3n DMFE (1 mg/kg/der s.c.). Kontrolné zvierata
dostavali vehikulum (5 mg/kg/den, s.c.). Vybrané parametre sme zaznamenali
zo sfdc perfundovanych podla Langendorffa.

Vysledky: 1zo5 srdcia boli charakterizované signifikantne zvy$enou
(p < 0,05) hmotnostou srdca (1,44 = 0,02 g vs. 1,22 + 0,01 g) a lavej komory
(LK, 0,98 = 0,18 gvs. 0,78 + 0,08 g) atiez zhrubnutou volnou stenou LK
(4,06 = 0,36 mm vs. 3,39 + 0,593 mm). Hemodynamické merania 1zo5 sfdc
odhalili slab$iu kontrakciu (59,85 * 2,13 vs. 74,06 * 2,47 mmHg) a zvySeny
lavokomorovy diastolicky tlak v porovnani s kontrolami. Analyza elektricke]
aktivity ukazala predizeny QT interval a vy$$iu amplitGdiu R u perfundovaného
srdca izolovaného z1zo5 zvierat. Na rozdiel od kontrol, citlivost srdca na
epizddy spontanne konciacich komorovych dysrytmii bola u lzo5 vyS$$ia.
Vysledky G¢inkov B-blokatorov na srdce sme porovnavali oproti modelu
hypertrofie. Podavanim karvedilolu sme zistili regresiu hypertrofie ako
signifikantny (p < 0,05) pokles hribky LK (3,49 + 0,14 mm vs. 4,06 + 0,36
mm) a indexov HW/BWa LVW/BW. Karvedilol zlepSil koronarny prietok, oslabil
kontrakénu silu srdca a znizil frekvenciu tepu. Sledovanim EKG sme zistili
skratenie QT intervalu (131,30 = 2,80 ms vs. 87,23 + 7,90 ms), skratenie
QTc aredukciu dysrytmii. Aplikacia FoA3n DMFE zhorSila biometrické
parametre lavej komory, zlepsila vSak kontrakciu srdca a zvysila koronarny
prietok oproti karvedilolu. Novy potencialny B-blokator Fo A3nDMFE predizil
trvanie QT a QTc, pocet dysrytmii sa vSak zniZil.

Zaver: Na zaver mézeme konstatovat, ze opakované davky izoprenalinu
vedd k remodelacii myokardu a hypertrofii, ktoré je charakterizovana nielen
zmenami v elektrickej aktivite, ale prejavuje sa aj kontraktilnou a diastolickou
dysfunkciou. Karvedilol Gcinne potlaca hypertrofiu srdca navodenu
izoprenalinom, redukuje vyskyt dysrytmii. Nova latka FoA3n DMFE zlep$uje
Cerpaciu funkciu srdca oproti karvedilolu a potlaéa vyskyt komorovej
ektopickej aktivity aj ked nie tak vyznamne ako karvedilol.

DIFFERENT STRUCTURAL AND FUNCTIONAL
RESPONSES OF CARDIOVASCULAR SYSTEM TO TWO
CONSTITUTIVE NO-SYNTHASE INHIBITORS

Kristek F, Malekova M, Cacanyiova S, Gerova M.

Institute of Normal and Pathological Physiology and Centre of Excellence
for Cardiovascular Research, Slovak Academy of Sciences, Bratislava

Aim: Chronic NO deficiency due to inhibition of constitutive NO-synthase
(NOS) by NG-nitro-L-arginine methylester (L-NAME) results in sustained
increase of blood pressure (BP) accompanied with cardiac and arterial wall

hypertrophy. 7-nitroindazole (7Nl), a potent and selective inhibitor of neuronal
NO-synthase (NOS), contrary to L-NAME administration, did not provide
unequivocal effect on the efficiency of the cardiovascular system. Moreover,
the studies devoted to comparison of the integrated responses and mainly
underlying structural alterations of the heart and vascular system evoked by
these two types of NOS inhibitors are completely missing.

Material and Methods: Ten weeks old Wistar rats were treated with NOS
inhibitors L-NAME (50 mg/kg/day) and 7NI (10 mg/kg/day) in drinking water for
6 weeks. BP was measured noninvasively on tail artery using plethysmographic
method weekly. After anaesthesia integrated responses of cardiovascular
system to various doses of acetylcholine were studied. At the end of the in vivo
experiments the animals were perfused with a glutaraldehyde fixative under
the pressure (120 mmHg), heart and the septal branch of the left descending
coronary artery was excised and processed for electron microscopy. Geometry
of the arterial wall (tunica intima + media) was measured in light microscopy.
Proportional representation (volume densities) of individual components in
arterial wall (tunica intima + media) were assessed in electron microscopy by
point counting method and cross sectional areas were calculated.

Results: BP was significantly increased in L-NAME group while in 7NI it
did not change. L-NAME administration resulted in increase of heart weight/
body weight ratio (cardiac hypertrophy) but in 7NI group it was decreased
(cardiac hypotrophy). Integrated responses of the cardiovascular system to
acetylcholine was surprisingly increased in L-NAME group, in 7-NI group was
not changed. Geometry of the coronary artery revealed that wall thickness,
cross sectional area, and wall thickness/inner diameter were significantly
increased after L-NAME treatment but all were significantly decreased after
7Nl administration. Inner diameter was not affected in both groups. Evaluation
of volume densities and cross sectional areas of individual parts of the arterial
wall revealed increase of both cellular (endothelial and smooth muscle cells)
and non cellular parts (extracellular matrix) of the arterial wall in L-NAME
group contrary to 7NI group where only cellular part was significantly
decreased while non cellular part was not affected.

Conclusion: Long-term L-NAME administration resulted in hypertrophy
of the heart and arterial wall. Increase of cellular and non cellular parts was
responsible for arterial wall hypertrophy. Contrary to this, we for the first time
revealed that the long-term nNOS inhibition with 7NI evoked hypotrophy of
the heart and arterial wall. The hypotrophy of arterial wall was due to decrease
of cellular part, mainly smooth muscle cell mass.

The study was supported by VEGA grant 2/0019/09.

NUKLEARNA MAGNETIC[(A REZONANCIA
V KARDIOLOGII

Kruspir L, Jehl J, Kastler B.

Kardiologicke oddelenie CHI Vesoul, Francizsko, Radiologicke oddelenie
CHU, Besangon, Franctzsko

Ciel: Magneticka rezonancia je v kardiologii pouzivana uz dihé roky, av§ak
Sir§ie pouzitie umoznilo len zavedenie novych sekvencii ato FIESTA
a ,delayed enhancement”. Na hodnotenie funkcie a rozmerov lavej a pravej
komory sa NMR stala referen¢nym vySetrenim. V diagnostike valvulopatif je
moznost priameho hodnotenia aortalnej stendzy planimetricky, ale su to
predovSetkym regurgitacné chyby, kde mdézme kvantifikovat presnejsie
regurgitacny objem. V diagnostike myokarditid je nezastupitelné miesto
v diferencialnej diagnostike ,akdtneho koronarneho syndromu“ s normainym
koronarografickym nalezom. V diagnostike intrakavitdrnych més je velka
vyhoda magnetickej rezonancie v moznosti zistenia tkanivového pévodu masy.
V poslednej dobe je magneticka rezonancia vyuzivana aj na zistenie viability
myokardu, zistovanie zén ,no reflow“ po koronarografii. V prednaske uvadzam
niekolko kazuistik z oddelenia radiolégie Univerzity v Besancone.

Zaver: Magneticka rezonancia v kardiologii je vySetrenie s velkym
potencialom, avSak stale limitovana dostupnostou a ¢asovou naro¢nostou.

VYSOKA DENNA DAVKA DIGOXINU AKO JEDNA
Z MOZNYCH PRICIN VYSSEJ MORTALITY PACIENTOV
S VYSOKYM KARDIOVASKULARNYM RIZIKOM

Lietava J, Husarova V, Luliak M, Foltanova T.

Il. internda klinika LF UK, Bratislava, Katedra farmakologie a toxikolégie,
FaF UK, Bratislava

Ciel: Cielom prace bolo sledovat dennu davku digoxinu u pacientov
ohrozenych potencidlnymi interakciami vysokej klinickej vyznamnosti.
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Subor a metodika: Do sledovania bolo zahrnutych 849 vysokorizikovych
pacientov (M/Z 51,2/48,8 %) vo veku 67,2 (55 - 88) rokov zo $tudie HOPE-
TOO, ktori boli sledovani 5 rokov a uzivali v priemere 6,4 (0 — 16), resp. 7,8
(0 —19) liekov. Farmakoterapiu pacientov sme sledovali formou priamej
kontroly vSetkych uzivanych liekov a priamej konfrontacie s lekarskymi
zédznamami. Z analyzy sme vyradili antibiotika, lieky uzivané prilezitostne
a lieky, z ktorych pacient uzival len jedno balenie. Kombinacie lieciv s vysokym
interakénym potencidlom sme hodnotili na zaklade publikacie autorov
Magulova a kol. (2003) (Magulova a kol.: Interakcie lieCiv v klinickej praxi,
SAP s. 1. 0., 2003).

Vysledky: Jednym z moznych dovodov mortality vysokorizikovych
pacientov mozu byt aj potencialne interakcie OR = 1,83 (1,33 - 2,51), p < 0,001.
V nami sledovanom subore sa najcastejsie vyskytovali potenciélne interakcie
s digoxinom, konkrétne kombinacia digoxin-furosemid (priemerne 34,3 %
vSetkych interakcii roéne). Celkovo, pocas 5 rokov sledovania, digoxin uZivalo
31 % pacientov s vysokym KV rizikom. Preskripcia digoxinu mala klesajuci
trend. Zistili sme, ze dennéa davka digoxinu u vysokorizikovych pacientov
s PIKV4 predstavovala 0,131 + 0,007 mg (0,04 - 0,50 mg). Median vo vSetkych
sledovanych rokoch bol 0,125 mg denne. Priemern4 déavka furosemidu
u pacientov s PIKV4 bola 64,52 + 10,175 mg. Pacienti uzivali najcastejSie
furosemid v dennej davke 40 mg.

Zaver: Vysoka denna davka digoxinu moéze byt dalSou z pricin vys$sej
mortality pacientov s vysokym kardiovaskularnym rizikom, u ktorych sa
vyskytuju potencidlne interakcie vysokej klinickej vyznamnosti.

SINUS ARRHYTHMIA IN SCHOOL CHILDREN - FIVE
YEARS TRENDS
'Milincic Z, ®Nedeljkovic S, 'Nikolic DF, 'Simeunovic S, ?Novakovic |,

"Vukotic M.

"University Children’s Hospital, Belgrade, Serbia, 2School of Medicine,
Belgrade, Serbia

Aim: In our study we monitored children from multicentric YUSAD study.
Aim of our study was to determine trends of sinus arrhythmia in school children
in Serbia during 5 years period.

Methods: We analyzed heart rhythm by Electrocardiogram (ECG) on 3948
children. All examinations were done twice on same population, first when
children had 10 years and second time when they had 15 years. Only percents
of normal heart action and sinus arrhythmia from evaluated group are
presented.

Results: At age of 10 years 63.50% of children had normal heart action
while 35.54% had sinus arrhythmia. At age of 15 years 80.45% were with
normal heart action while 17.83% had sinus arrhythmia. During 5 years from
initial screening 17.31% of children with normal heart action developed sinus
arrhythmia, while those that were diagnosed with sinus arrhythmia on first
examination 79.62% of children improved with normal heart action. During
5 years 18.89% of children remained with sinus arrhythmia.

Conclusion: Significant difference was noticed between 2 measurements
with significant decrease in frequency of sinus arrhythmia.

ANALYZA UMRTi U PACIENTOV SO STEMI
VO VUSCH, A. S., KOSICE

Moscovi¢ M, Studencan M.

Klinika kardiolégie, VUSCH, a. s., Kosice

Ciel: Analyzovat klinické sUvislosti u pacientov so STEMI exitovanych
vregionalnom kardiocentre so zameranim na priiny Umrtia, aspekty
reperflznej lieCby a ¢asovych strat.

Subor ametodika: Retrospektivnou analyzou sme vyhodnotili
dokumentéciu za obdobie 28 mesiacov. V sledovanom obdobi bolo na
koronarnej jednotke hospitalizovanych 1117 pacientov so STEMI. Subor
exitov predstavuje 73 pacientov (37 Zien a 36 muzov) s priemernym vekom
71 = 12 rokov. Udaje boli spracované jednoduchou Statistikou v programe
Microsoft Excel.

Vysledky: Celkova nemocni¢na letalita bola 5,8 % a v skupine primarnej
PCl 4,7 %. 17 (mrti (23 %) nastalo v no¢nych hodinach (22.00 - 6.00 h)
a 56 umrti (77 %) v dennych hodinach. Uspesnu v€asnu reperfiznu lie¢bu
malo 31 (49 %) exitovanych pacientov. Bez véasnej reperfiiznej lie¢by bolo
az 32 (51 %) pacientov. Analyzou intervalu ,bolest - prijem“ v skupine
exitovanych pacientov sme zistili medidn 3 h 45 min, ktory bol podobny

ako median v celom subore STEMI podla vysledkov registra SLOVAKS (3
h 40 min).

Zaver: 1. Pacienti s akGtnym STEMI, hospitalizovani v regionalnom
kardiocentre, maju nizku nemocni¢nu letalitu (5,8 %), pricom lepSiu
progndzu maju pacienti, ktori absolvovali véasnu reperfuznu liecbu. 2. No¢na
pracovna doba s obmedzenou personélnou prevadzkou nepredstavuje
rizikovy faktor letality. 3. Dizka intervalu ,bolest - prijem* v kategoérii
exitovanych pacientov sa vyznamne neliSila oproti kategoérii vsetkych
pacientov so STEMI.

MITOCHONDRIAL FUNCTION AND MEMBRANE
FLUIDITY IN HEARTS AND KIDNEYS
OF SPONTANEOUSLY HYPERTENSIVE RATS:
EFFECT OF CAPTOPRIL

'Mujkosova J, 'Ferko M, 2Ulicna O, *Waczulikova I, 'Ziegelhoffer A.

"Institute for Heart Research, Slovak Academy of Sciences, Bratislava,
2Pharmacobiochemical Laboratory of Medical Faculty, Comenius University,
Bratislava, *Division of Biomedical Physics, Faculty of Mathematics,
Physics and Informatics, Comenius University, Bratislava

Background: Essential hypertension is associated with functional and
structural alterations in the heart, kidneys, etc. and also may influence the
function of their subcellular organels including the mitochondria (MIT).
However, since yet there are still little data available about the hypertension-
induced changes in function of heart and kidneys MIT, particularly when the
disease is treated with ACE inhibitor captopril.

Aims of this study are: 1. To monitor the efficacy of captopril in lowering
systolic blood pressure (SBP) in spontaneously hypertensive (SH) rats; 2. To
investigate whether the captopril treatment could have an effect on parameters
of oxidative phosphorylation and membrane fluidity of MIT isolated from heart
and kidneys of SH rats.

Animals and treatment: 16-week-old male rats were randomly divided
into 3 groups: 1. normotensive Wistar rats; 2. untreated SH rats and 3. SH
rats treated daily with captopril (20 mg/250 g per os, for 4 weeks).

Methods: Systolic blood presssure was monitored on the 1%, 14" and
28" day of experiment by using the method of tail cuff plethysmography.
Mitochondria from heart and kidneys were isolated by means of differential
centrifugation combined with protease treatment (Sigma P 6141; 2.5 mg/g of
minced tissue). Mitochondrial membrane fluidity was detected by utilizing
the fluorescent probe 1.6-difenyl-1,3,5-hexatriene. Mitochondrial function was
characterized by estimation of O, consumption (QO,) in the presence as well
as in absence of added ADP (states S3 and S4), the ADP:O ratio, the
respiratory control index (RCI, S3/S4) and the rate of oxidative phosphorylation
(OPR). All these parameters were estimated in the presence of both glutamate
+ malate or succinate as substrates, by an oxygen electrode using the
Oxygraph Gilson.

Results: Mitochondria from hypertensive hearts exhibited with glutamate
+ malate as substrates higher S3 QO, and S4 QO,, RCI and the OPR than in
normotensive Wistar rats (all p < 0,05 - 0,01) Captopril treatment normalized
most of the perturbations. The efficacy of oxidative phosphorylation indicated
by the ADP:O ratio, remained unchanged in all groups of cardiac MIT. In
contrast to the heart, the MIT from kidneys exhibited with succinate as
substrate higher levels of QO, in the states §3 and S4 than in Wistar controls.
Consequently, RCI and the OPR decreased with succinate significantly
(p < 0,01 and p < 0,05). However, with glutamate + malate as substrates we
observed against the normotensive controls a non significant decrease in S3
QO, only. Application of captopril failed to reverse the decrease in S3 QO,
and S4 QO, with both types of substrates and even aggreviated the decrease
in the OPR indicating a depression in capacity of the ATP production. Captopril
was capable to normalize the RCI, but interestingly the decrease in ATP
generation in hypertensive kidneys MIT was not resulting from a worsened
coupling of oxidation with the process of phosphorylation since none of
changes in ADP:0 was significant.

Conclusions: Primary hypertension increased the RCI and OPR in MIT
from the heart indicating amplification of the energy production. However, in
kidneys MIT, hypertension lead to decrease of energy production. Captopril
almost normalized the RCI but it aggravated the depression in rate of oxidative
phosphorylation. Treatment with captopril allways normalizes the SBP
effectively and trends to increase membrane fluidity of MIT in both in heart as
well as in kidneys.

Grants: VEGA 2/7126/27, 1/0755/09, 1/0142/0.
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PRVE SKUSENOSTI VYUZITIA MAGNETICKEJ
REZONANCIE U PACIENTOV S FALLOTOVOU
TETRALOGIOU PO OPERACII

'Neuschl V, 2Kantorova A, 'Berecova Z, *Masura J, 'Bofuta P.

'Inétit(t zobrazovacej diagnostiky, Trnava, 2Detské kardiocentrum, NUSCH,
a. s., Bratislava

Ciel: Fallotova tetraldgia (TOF) je najcastejSou cyanotickou vrodenou
srdcovou chybou u deti. V si€asnosti narasta pocet pacientov po kompletnej
chirurgickej korekcii, ktori sa dozivaju dospelého veku. Morbidita a prognéza
pacientov zavisi od zavaznosti plicnej regurgitacie a naslednej dilatacie pravej
komory. Cieflom prace je prezentovat naSe skusenosti so zavedenim
magnetickej rezonancie (MR) na sledovanie poopera¢nych nalezov
u pacientov s TOF.

Subor a metodika: Retrospektivna $tidia sumarizujica nélezy pri
vySetreni MR a stanovenie indikacnych kritérii na implantéaciu plicnej chlopne.
Vsetci pacienti boli vy$etreni na 1,5T MR pristroji Siemens Avanto. Protokol
zahfnal vy$etrenie morfologickych parametrov (obstrukcia vytoku pravej
komory, stendza kmera a ramien plicnej artérie) ,dark blood* technikou (T2
haste, T2 haste fs) a ,white blood“ technikou (trufi single shoot sharp),
vy8etrenie kinetiky (trufi cine) sekvencie a vySetrenie funkénych parametrov
(volumetria obidvoch komor) a prietoky AP.

Vysledky: Od januara 2008 do méaja 2009 bolo magnetickou rezonanciou
vySetrenych 30 pacientov s TOF. V&etci pacienti boli viac ako 10 rokov po
operacii. Priemerny vek pri operéacii bol 2,1 roka. MR bola robena v priemere
13 (+ 3,1) rokov po operacii. U deviatich pacientov bola zistena plucna
stendza viac ako 30 mmHg (30 %) a 24 pacientov malo zavaznU plicnu
regurgitaciu (80 %). U 6smich pacientov bol enddiastolicky objem pravej
komory > 160 ml/m2, desat pacientov malo endsystolicky objem pravej
komory > 85 ml/m2. Tieto hodnoty objemov pravej komory boli stanovené
ako indikacné kritéria na implantaciu plicnej chlopne do vytokového traktu
pravej komory.

Zaver: Kardio MR je neintervenénd neionizujica metéda vhodna na
sledovanie pacientov s TOF v pooperaénom obdobi. Na rozdiel od
echokardiografie je pomocou MR mozné objektivne a lepsie stanovit objemy
pravej komory, urgit prietoky v pravych oddieloch srdca. Dopliujicimi
vySetreniami st angiografia plicneho cievneho rie¢iska na postdenie stenéz
kmena ramien plucnej artérie a zistenie ischemickych zmien - viability
myokardu favej komory pomocou techniky late enhancement. Tieto
morfologické a funkéné parametre umoznujd objektivne indikovat naslednt
terapiu.

EVALUATION OF SYSTOLIC BLOOD PRESSURE
DEGREE IN SCHOOL CHILDREN - YUSAD STUDY
'Nikolic DP, "Milincic Z, 'Petronic I, 'Simeunovic S, 2Novakovic |,

2Damnjanovic T, "Vukotic M.

"University Children’s Hospital, Belgrade, Serbia, 2Institute of Human
Genetics, School of Medicine, Belgrade, Serbia

Aim: Aim of our study was to determine the degree of systolic blood
pressure in school children that were evaluated within YUSAD study on two
examinations during 5 years period.

Methods: We evaluated values of systolic blood pressure (BP) in 4243
children. The degree of systolic BP was defined within 3 groups: normal,
elevated and significantly elevated by Leumann classification. All examinations
were done twice on same population, first when children had 10 years and
second time when they had 15 years.

Results: On first examination when children were 10 years of age 96.79%
had normal BP, 2.40% elevated BP while 0.80% significantly elevated BP. On
second examination when children were 15 years of age 96.18% were with
normal BP, 2.95% had elevated BP and 0.87% significantly elevated BP.

Conclusion: There is not statistically significant increase in proportion of
elevated and significantly elevated systolic blood pressure in evaluated school
children during 5 years period. Preventive measures should be implemented
in schools, in order to establish healthier life habits and prevent morbidity
that can be consequence of elevated BP.

MA POUZITIE CIEVNYCH UZAVEROV ,VESSEL
CLOSURE DEVICE* PRAKTICKY VYZNAM V PREVADZKE
INVAZIVNEJ KARDIOLOGIE?

Novotny R, Studencan M, Juhas S, Horvathova L.
Klinika kardiolégie, VUSCH, a. s., Kosice

Ciel: Analyzovat prinos pouzitia cievnych uzéverov pri invazivnych
vykonoch pristupom cez femoralnu tepnu, so zameranim na vyskyt krvacavych
komplikécii.

Subor ametodika: Retrospektivna analyza vyskytu krvacavych
komplikacii pri invazivnych vykonoch v obdobi 01. maj 2007 - 30. november
2008, sposobov lie€by tychto komplikacii a zastipenia pouzitia cievnych
uzaverov pri tychto komplikaciach. Porovnanie vyskytu lokalnych krvacavych
komplikacii pri pouziti cievnych uzaverov, alebo bez nich.

Vysledky: V obdobi 05/2007 az 11/2008 bolo prevedenych 5587
invazivnych vykonov, z toho pouzitie cievnych uzaverov femoralnej tepny
v pocte 1167 - 19,8 %. Celkovy vyskyt zavaznych krvacavych komplikacii
(pseudoaneurzyma, artérioven6zna fistula, velky hematém, urgentné
krvacanie, retroperitonealny hematém) bol 120 pripadov - 2,14 % , z toho
v 11 pripadoch bol pouzity cievny uzaver. Vyskyt krvacavych komplikacii
u pacientov bez pouzitia cievneho uzaveru bol 1,95 %, pri pouziti cievneho
uzaveru 0,94 %. Liecba invazivnych komplikacii v sledovanom obdobi bola
nasledovna - konzervativny postup 67,5 %, emergentnta operacia 7,5 %,
planovana angiochirurgicka operéacia 17,5 %, trombotizacia pseudonaeuryzmy
artérie perkutannou aplikaciou tkanivového lepidla 5 %.

Zaver: Pouzitie cievnych uzaverov vyznamne urychluje mobilizaciu
pacientov a znizuje pracovnu zataz pre stredny zdravotny personal na
katetrizacnom sale al6zkovom oddeleni. Pouzitie cievnych uzaverov je
z hladiska krvacavych komplikacii aspon tak bezpetné ako manualna
kompresia cievy.

AKUTNY KORONARNY SYNDROM U MLADYCH

Ondusova D, Kafkova B, Jesensky T, Studenc¢an M.

Klinika kardiol6gie, Kardiologické oddelenie, VUSCH, a. s., Kosice

Ciel: V ostatnych rokoch pretrvava pomerne vysoky podiel pacientov
s AKS v mladom veku. V pripade poskytnutia adekvatnej starostlivosti vratane
eventualnej intervencnej lieCby mé vacsina z nich $ancu na dalsi kvalitny Zivot.
Ciefom bolo zhodnotenie rizikového a klinického profilu u pacientov
s potvrdenou diagnézou AKS do 45 rokov.

Subor a metodika: Retrospektivne sme beznymi $tatistickymi metédami
spracovali Udaje od januara 2007 do maja 2009. V sledovanom obdobi bolo
na koronarnej jednotke hospitalizovanych 1 559 pacientov s diagnézou AKS.
92 pacientov (5,9 %) bolo vo veku do 45 rokov (39,7 + 5,06), z nich 79 muzov
(85,9 %) a 13 zien (14,1 %).

Vysledky: Rizikové faktory: 23 pacientov bolo obéznych (25 %), nadvahu
(BMI nad 25) malo 27 chorych (29,3 %), 67 bolo fajéiarov (72,8 %, priemerna
spotreba bola 18,7 cigariet denne), pozitivna rodinna anamnéza bola u 40
pacientov (43,5 %). Hypercholesterolémia bola u 45 pacientov (48,9 %),
hypertenziu malo 35 pacientov (38,1 %). Klinicky profil: Akitny STEMI malo
70 pacientov (76 %), AKS bez ST elevacii 22 (23,9 %) pacientov.
Koronarografiou (realizovanej u 98 % pacientov) sme zistili jednocievne
koronarne postihnutie u 49 pacientov, dvojcievne u 27 atrojcievne u5
pacientov, postihnutie kmeria ACS u dvoch chorych. PKI s implantaciou stentu
bola realizovana u 74 pacientov (80,4 %), 4 pacienti podstupili CABG (4,3 %).
Echokardiogarficky bola priemerna ejekéna frakcia 43,25 %, u Ziadneho z nich
nebola pritomnéd zavazna chlopriovd chyba, stredne zav. MR mali pri
prepusteni 10 pacienti. Dve pacientky boli pri prijati v kardiogénnom Soku,
u jednej z nich bola UspesSne prechodne zavedend lavokomorova podpora
(Impella).

Zaver: U pacientov s AKS tvoria pacienti do 45 rokov 5,9 %. V tejto kategdrii
pacientov dominuje jedno- az dvojcievne koronarne postihnutie (82,6 %). 84,7 %
pacietnov podstUpilo koronarnu revaskularizaciu. Mladi pacienti (< 45 rokov)
maju pri invazivnom manazmente AKS vybornU kratkodobl progndzu
(hospitalizaéna mortalita 0 %).

Cardiol 2009;18(Suppl. 1):21S 21S



XIV. kongres Slovenskej kardiologickej sEoloénosti 8. — 10. oktéber 2009

REKURENTNA PERIKARDITipA A JEJ PROBLEMATICKA
LIECBA

Oriedek R, Zemberové A.

Interné oddelenie FN, Trencéin

Ciel: Rekurentna perikarditida sa objavuje u 32 % pacientov s akutnou
idiopatickou perikarditidou. V literatire je tejto problematike venovany
relativne maly priestor. V nasej praci chceme poukazat na zloZitost diagnostiky
a najma lie¢by rekurentnej perikarditidy.

Subor a metodika: Prezentujeme kazuistiku pacientky s castymi atakmi
rekurentnej perikarditidy, refraktérnymi na podavanu terapiu.

Zaver: Rekurentnd perikarditida je ochorenie zatazujlice nielen pacienta
ale ilekara.V tejto praci poukazujeme na Uskalia lieCby rekurentnej
perikarditidy — podavanie kortikoidov, event. imunosupresiv, s ich moznymi
neziaducimi Gc¢inkami a nedostatoénym efektom, pripadne az nutnost
chirurgickej lieCby - perikardektomie.

ZNIZENIE CELKOVEHO KARDIOVASKULARNEHO RIZIKA
- VYSLEDKY STUDIE STRONG DUET

Pella D, Rybar R, Fedacko J, Vargova V.

Klinika preventivnej mediciny a telovychovného lekarstva, Lekarska fakulta
UPJS a FNLP, Kosice

Ciel: Ciefom stidie STRONG DUET (Slovak Trial on Cardiovascular Risk
ReductiOn Following National Guidelines with CaDUET) bolo v prvej faze
zhodnotit rizikovy profil pacientov s artériovou hypertenziou a v druhej faze
vyhodnotit u indikovanych pacientov (s pritomnostou aspon troch rizikovych
faktorov aterosklerézy, bez dokumentovanej ischemickej choroby srdca) efekt
kombinovanej antihypertenzivnej a hypolipemickej lie€by (amlodipin 5 mg,
resp. 10 mg denne a atorvastatin 10 mg denne) na znizenie celkového
kardiovaskularneho rizika, vysku krvného tlaku a hladinu plazmatickych
lipidov.

Subor a metodika: V ramci prvej fazy (epidemiologicky prieskum) sme
zistovali rizikovy profil u4 672 hypertonikov na zéklade zhodnotenia
fyzikalneho nélezu, merania krvného tlaku a analyzy laboratérnych vySetreni.
V druhej faze sme u 1 406 pacientov sledovali vplyv kombinovanej terapie
amlodipinom s atorvastatinom na rizikovy profil pacientov hodnoteny podfa
systému SCORE Eurépskej kardiologickej spolo¢nosti.

Vysledky: PouZijuc systém SCORE sme zistili, Ze priemerné riziko vzniku
fatalnej kardiovaskularnej prihody v priebehu nasledujicich 10 rokov bolo
v sledovanom subore 1406 pacientov 9,21 + 6,52 %. Na konci druhej fazy
po liecbe amlodipinom s atorvastatinom sa toto riziko znizilo na 4,70 + 3,51 %

(P)- .
Zaver: Standardna aplikécia statinu spolu s antihypertenzivnou lie¢bou

(v jedinej tablete) bola velmi dobre tolerovana, bezpeéna a spojena so
signifikantnym znizenim celkového kardiovaskularneho rizika.

MIESTO D-DIMEROV PRI MANAZMENTE PACIENTOV
S VENOZNYM TROMBOEMBOLIZMOM

Petrovic¢ T, Koller T, Payer J.

V. interna klinika LFUK a FNsP Ruzinov, Bratislava

Ciel: Vendzny tromboembolizmus (VTE) predstavuje zaujimavi vyzvu
vramci diferencidlnej diagnostiky, pretoZe je to ochorenie svéZnou
progndzou, najma pokial ostane nerozpoznané. V ostatnom ¢ase sa do centra
pozornosti dostali D-diméry ako konec¢né produkty pésobenia plazminu na
fibrin, najméa pre ich vysokl senzitivitu a negativnu prediktivnu hodnotu.
Rovnako sa mnozia dokazy o prognostickej hodnote ,vysky“ D-dimérov, a to
tak pri stanoveni diagnézy VTE, ako aj po ukonceni antikoagulacnej lieCby.
Cielom préce bolo zhodnotit senzititvitu a negativnu prediktivnu hodnotu D-
dimérov u pacientov s vendznym tromboembolizmom na nasom pracovisku
a zhodnotit ich vyznam v podskupine onkologickych pacientov.

Subor a metodika: Autori prezentuju vlastny subor 124 pacientov
s tromboembdliou, z ktorych malo 23 malignitu a 101 malignitu nemalo.
V retrospektivnej analyze dat z dostupnej dokumentacie sleduju vysku
hodnoty D-dimérov (D-Dimer PLUS, Dade Behring) v oboch podskupinach
pacientov s VTE, urcuju senzitivitu uvedenej metodiky, pomocou logistickej
regresie stanovuju relativne riziko novotvaru u tromboembolickych pacientov
s hodnotami D-dimérov nad a pod 1000 ug/I.

Vysledky: V stibore pacientov s malignitou mali vSetci pacienti D-dimér vy$si
ako cut-off hodnota 500 ug/l, pokym u pacientov bez malignity to bolo len
u 88,1 % pacientov (celkova senzitivita teda bola 90,3 %). Priemerna hodnota
D-dimérov u pacientov s novotvarom bola 1447,3 ug/l, pokym u pacientov bez
novotvaru bola 1115,8 ug/l (p = 0,025). Relativne riziko (RR) pre malignitu bolo
u pacientov v skupine s D-dimérami > 1000 ug/ml vo¢i skupine s D-dimérami.

Zaver: Vzhladom na jednoduchost vySetrenia, ako aj pre svoju senzitivitu
a negativnu prediktivnu hodnotu je vy$etrenie D-dimérov jednym z prvych krokov
v diagnostike VTE, ato predovSetkym uambulantnych a hemodynamicky
stabilizovanych pacientov. Pri vysokom klinickom podozreni na VTE aj pri
negativnom vysledku D-dimérov v§ak musi byt VTE vyli¢eny inymi metodikami.
Naproti tomu vysoké hodnoty D-dimérov u pacientov s VTE poukazuju na zvy$ené
riziko malignity.

OMEGA-3 FATTY ACIDS SUPPLEMENTATION OF
INSULIN RESISTANT DIABETIC RATS AFFECTS
MYOCARDIAL CELL-TO-CELL COMMUNICATION DUE
TO UP-REGULATION OF CONNEXIN-43 PROTEIN AND
MRNA EXPRESSION

.2Radosinska J, *‘Dosenko V, Bacova B, “Navarova J, 'Tribulova N.

"Institute for Heart Research, SAS, Bratislava, 2Faculty of Medicine,
Comenius University, Bratislava, ®Bogomoletz Institute of Physiology, Kyiv,
Ukraine, “Institute of Experimental Pharmacology and Toxicology, SAS,
Bratislava

Aim: Contractile dysfunction and heart rhythm disturbances are frequent
complications of diabetes mellitus in human whereby abnormal cell-to-cell
communication via connexin (Cx) channels can be involved. Recently we
have published that altered Cx43 expression and distribution in insulin-
deficient (type 1) diabetic rat hearts was associated with reduction of cardiac
function, myocardial conductivity and arrhythmia susceptibility. Goal of this
study was to investigate whether myocardial Cx43 protein and mRNA
expression is altered in insulin-resistant (type 2) rat model of diabetes and
whether omega-3 fatty acids (omega-3 FA) supplementation may affects
Cx43 expression.

Material and Methods: Experiments were conducted on male adult
spontaneously diabetic Goto-Kakizaki rats (D) and age-matched non-diabetic
Wistar-Clea (nonD) rats. Animals were divided into un-treated and treated for
2month with omega-3 FA (Vesteralens, Norway, 40 mg/100 gBW/day). At the
end of experiments biometrical parameters were registered and left ventricular
heart tissues were used for Cx43 mRNA expression by real time PCR and
Cx43 protein expression by Western blots.

Results: Compared to nonD blood glucose was increased in D rats to
478.71 + 67.29 mg/dL and treatment with omega-3 FA decreased it to 388.67
+ 77.47 (pFA. Body and heart weights were lower in D rats than healthy rats
and these parameters were not affected by omega-3FA. Myocardial Cx43
mRNA level was higher in D than nonD and omega-3 FA caused its marked
increase in both groups. Expression of phosphorylated form of myocardial
Cx43 protein was lower in D versus healthy rats. In contrast, a significant
elevation particularly phosphorylated form of Cx43 was detected upon omega-
3 FAin D and to lesser extent in nonD rat heart ventricles.

Conclusion: Rats with type 2 diabetes benefits from omega-3 FA
supplementation due to an increase of Cx43 mRNA expression and Cx43
protein phosphorylation. By these mechanisms omega-3 FA can modulate
cardiac function and susceptibility to malignant arrhythmias.

CHIRURG]CKI'E RIE§,ENIE PROTETICKEJ
ENDOKARDITIDY ALOGENNYM HOMOGRAFTOM

Sabol F, Befia M, Spatenka J, Kolesar A, Candik P Jevéakova J, Jakubova M.

Klinika srdcovej chirurgie, VUSCH, a. s., Kosice

Ciel: Jednou z moznych komplikécii po implantécii chlopfiovych protéz
je vznik protetickej endokarditidy. Jedna sa o zivot ohrozujucu komplikaciu,
vyzadujicu komplexnu a naro¢nu lie€bu. Jednou z moznych lie€ebnych
modalit je pouzitie homograftu.

Subor a metodika: V tejto kazuistike popisujeme pripad 54-ro¢ného
hypertonika s ndhodne zistenou, asymptomatickou aortalnou regurgitaciou
a dilataciou ascendentnej aorty. U pacienta bola vykonana planovana nahrada
ascendentnej aorty kompozitnym graftom podla Bentalla. Pooperacny priebeh
bol komplikovany infekciou sternotomickej rany. Aj napriek maximalizovanej
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antibiotickej liecbe doslo k rozvoju protetickej endokarditidy so vznikom
periprotetického abscesu.

Vysledky: Na zaklade pretrvavajlcej pozitivnej kultivacie a CT nélezu bol
pacient indikovany k reoperacii, v ramci ktorej bol explantovany kompozitny graft,
ktory bol nahradeny kryoprezervovanym homograftom. Pooperacny priebeh bol
nekomplikovany a pacient bol v dobrom stave prepusteny do domacej liecby.

Zaver: Na zéklade literarnych Udajov ako aj vlastnej skusenosti sa
domnievame, Ze liecba protetickej endokarditidy aortalnej chlopne
kryoprezervovanym homograftom je metéddou volby.

VPLYV STATINOV NA SPONTANNU BAROREFLEXNU
SENZITIVITU U PACIENTOV S POKROCILYM
SRDCOVYM ZLYHAVANIM

Stasko J, Celovska D, Diab A, Kmec J, Gonsoréik J.

Kardiocentrum Pre$ov, IV. interna klinika, FNLP, KoSice

Ciel: Zistit efekt statinov na baroreflexni senzitivitu u pacientov
s pokrocilym srdcovym zlyhavanim.

Subor a metodika: Analyzovali sme spontannu baroreflexnt senzitivitu
u 107 pacientov (58 muzov/49 zien, vek 66 + 12 rokov) so srdcovym
zlyhavanim (EFLK 41,2 + 8,7 %) a sinusovym rytmom. Pacienti boli rozdeleni
podra lieCby na dve skupiny: s a bez liecby statinom (n = 63 vs. n = 44).

Vysledky: Zistili sme signifikantnt pozitivnu korelaciu medzi BRS a EFLK
(r =0,2, p< 0,05). Hodnota spontannej BRS bola signifikantne nizsia
u pacientov s vy$8im stupfiom NYHA klasifikacie (I, IV) v porovani
s pacientmi v NYHA Il skupine. V skupine pacientov, ktori mali v lie¢be statin,
bola hodnota spontannej BRS lepSia v porovani sdruhou skupinou
(4,98 = 3,53 vs. 3,32 + 2,78, p < 0,05). Obidve skupiny sa $tatisticky nelisili
v hodnotéch celkového cholesterolu a triglyceridov v plazme.

Zaver: Meranie hodnoty baroreflexnej senzitivity podava dolezité
informacie o stupni dysfunkcie autonémneho nervového systému u pacientov
so srdcovym zlyhavanim. Lie¢ba statinmi méze mat pozitivny efekt na
baroreflexnt senzitivitu u pacientov s pokro¢ilym srdcovym zlyh&vanim.

PRINOS ICD V PRIMARNEJ A SEKUNDARNEJ
PREVENCII NAHLEJ KARDIALNEJ SMRTI U PACIENTOV
PO INFARKTE MYOKARDU

Svetlosak M, Margitfalvi B Malacky T, Urban L, Bernat V, Hlivak P, Sasov M,
Léffler S, Hatala R.

Oddelenie arytmii a kardiostimulacie, Kardiologicka klinika, NUSCH, a. s.,
Bratislava

Ciel: Vysledky studii potvrdili mortalitny benefit liecby implantovatelnymi
kardiovertermi-defibrilatormi (ICD) pri sekundarnej (SP), ako aj primarnej
prevencii NKS (PP) u pacientov po infarkte myokardu (IM). Sledovanie tejto
populécie v ramci PP tiez ukazalo, ze vyskyt adekvatnej intervencie ICD (Al)
zhorsuje ich prognézu a mortalitny benefit implantacie ICD zavisi od ¢asu od
IM. Nasim ciefom bolo: 1. porovnat prezivanie, vyskyt a ¢asovanie prvej Al
u pacientov po IM s ICD indikovanym v ramci PP a SP, 2. analyzovat ¢asovanie
prvej zavaznej arytmickej prihody (odvratenej NKS, pretrvavajicej KT/KF,
synkopy sposobenej vs. KT/KF, resp. u pacientov v PP aj vyskytu arytmického
Umrtia a Al) od posledného IM.

Subor a metodika: Retrospektivne sme analyzovali Gdaje z ambulantného
sledovania vSetkych pacientov po IM, ktorym bol v naSom centre v rokoch
2004 - 2007 prvoimplantovany ICD (PP/SP, n = 50/110).

Vysledky: Po priemerne 20 + 13(SD) mesiacoch (m) sledovania sme
v skupine PP a SP zaznamenali celkovo 6 (12 %) a 14 (12,7 %) umrti, pri
regresnej analyze sa mortalita medzi skupinami nelisila. Al sme zaznamenali
u 16 % pacientov indikovanych v PP a u 41,8 % pacientov v SP (OR pre SP
1,4495% 1S 1,18 -1,76 P = 0,001; regresnd analyza: P = 0,046). Priemerny
¢as od implantécie po Al sa v skupinach vyznamne neodliSoval (12,7 ma 9,8
m v uvedenom poradi). Casovanie prvej zavaznej arytmickej prihody od IM
znazorfuje tabulka (Udaj bol dostupny u 92 pacientov).

Tabulka
Cas (m) <1 <3 <12 <24 =24 > 60
n (%) 10 17 25 28 71 49

Zaver: Pri sledovani pacientov po IM s ICD implantovanym v naSom centre
vrokoch 2004 - 2007 sme nezistili vyznamny rozdiel v mortalite medzi
pacientmi indikovanymi v ramci PP a SP. Pacienti v ramci SP mali vy$Siu
pravdepodobnost vyskytu Al. U 71 % pacientov v podskupine so znamym
¢asom od IM po prvl zavazn( arytmickd prihodu, tato nastala po uplynuti
> 24 mesiacov po IM. Nase zistenia podporuju opodstatnenost analyz ¢asovej
distriblcie NKS po IM, ktoré mozu prispiet k rieSeniu otadzky optimalneho
¢asovania PP pomocou ICD u pacientov po IM.

CT KORONAROGRAFIA - SUCASNY PREHLAD
PROBLEMATIKY A SKUSENOSTI JEDNEHO CENTRA

Simkové J, Glézlova A, Grebaé J, Bofuta P

1ZD Trnava

Ciel: Prezentacia problematiky vySetrenia srdca pomocou pocitacovej
tomografie (CT) so synchronizaciou s EKG na jednotlivych kazuistikéach.

Subor a metodika: Vzladom k zlepsujucim sa technickym parametrom
CT pristrojov, najma priestorovej atemporalnej rezollcii, je mozné uz
vySetrovat aj rychlo sa pohybujuce organy. CT angiograficky obraz je
rekons$truovany retrospektivnou analyzou dat ziskanych v rozliénych fazach
srdcového cyklu pri synchronizécii s EKG. Samotnej CT koronarografii
predchadza nativne vySetrenie kalciového skdre. Od jula 2006 bolo na nasom
pracovisku IZD Trnava realizovanych 1 070 CT koronarografii na 64 $pirdlovom
CT pristroji Toshiba Aquillion.

Vysledky: Na vybranych kazuistikdch budl prezentované pripady, kde
CT koronarografia v diagnostickom algoritme vyznamnou mierou prispela
k dosiahnutiu konecnej diagnézy - vylucila alebo potvrdila ischemickl
chorobu srdca (rozne $tadia platov a kvantifikacia stendzy), zobrazila
myokardidlne mostiky, arteriovenoézne fistuly, dilatacie, maligne odstupy
koronarnych artérii, stanovit priechodnost by-passov a stentov, a iné.

Zaver: MSCT koronarografia je relativne novou diagnostickou metédou, ktora
uz opakovane objasnila pricinu klinickych obtiazi pacienta, stanovila definitivnu
diagnozu, a tym dopomohla k rychlejsiemu zahajeniu adekvatnej terapie.

PRINOS HODNOTENIA Z[\IIIEN pIEVNEJ STENY
U HYPERTONIKOV S ORGANOVYM POSTIHNUTIM
Skultétyova D, 'Filipova S.

Kardiologicka klinika, NUSCH, a. s., Bratislava, 'Slovenska zdravotnicka
univerzita, Bratislava

Uvod: Artériova hypertenzia (AH) je jednym z hlavnych rizikovych faktorov,
ktoré spOsobuji endotelovi dysfunkciu s naslednou remodelaciou cievnej
steny. Ciefom prace je porovnat artériovu tuhost (AT) a intimomedialny index
spolo¢nej karotickej tepny (IMT ACC): a) u hypertonikov a normotonikov b)
v podskupine hypertonikov bez a s ischemickou chorobou srdca.

Subor a metodika: VySetrili sme 50 hypertonikov, priemerného veku 59
rokov, z toho 17 mali zistend ICHS. Kontrolny subor tvorilo 26 normotonikov
(NT) bez kardiovaskularneho ochorenia, priemerného veku 46,6 roka.
Podskupinu hypertonikov s ICHS sme porovnali srovnakym poétom
hypertonikov bez ICHS. Ultrasonograficky sme hodnotili parametre AT: B tuhost
(B), index elasticity (Ep), poddajnost (AC), augmentacny index (Alx), rychlost
Sirenia pulznej viny ( PWV). IMT ACC sme hodnotili na prednej a zadnej stene.

Vysledky: VSetky parametre AT boli v skupine HT signifikantne zvySené
(B dx: skup. HT = 9,6 = 4, skup. NT =6,8 =2, p < 0,001; B sin: skup. HT
=9,1 £ 4, skup. NT =6,5 =2, p < 0,001; Ep dx: skup. HT = 143,7 = 67
kPa, skup. NT =89,5 = 28 kPa, p < 0,001; Ep sin: skup. HT = 137 =56
kPa, skup. NT = 86,3 + 39 kPa, p < 0,001; AC dx: skup. HT = 0,66 + 0,2
m?/kPa, skup. NT = 0,86 + 0,3 m?/kPa, p < 0,001; AC sin: skup. HT = 0,66
+ 0,3 m?kPa, skup NT = 0,93 * 0,3 m?/kPa, p = 0,001; Alx dx: skup. HT
=17,6 £ 15 %, skup. NT = 9,3 = 13 %; Alx sin: skup. HT = 15,6 = 13 %,
skup. NT = 9,6 = 11 %, p = 0,05; PWV dx: skup. HT = 7 = 1,5 m/s, skup. NT
=6=1,6m/s,p=0,01; PWVsin: skup. HT = 6,9 = 1,3 m/s, skup. NT = 5,8
+1,2 m/s, p= 0,02). IMT ACC bol uhypertonikov na oboch stenach
signifikantne vy$$i. Pri porovnani parametrov AT v podskupinach s HT s ICHS
a bez ICHS neboli signifikantné rozdiely. Naopak IMT ACC bol v podskupine
s HT a ICHS signifikantne vyssi (IMT ACC predna stena dx: skup. s ICHS
= 0,84 mm, skup. bez ICHS = 0,59mm, p < 0,001; sin: skup. s ICHS = 0,81
mm, skup. bez ICHS = 0,66 mm, p = 0,001; zadna stena dx: skup. s ICHS
= 0,78 mm, skup bez ICHS = 0,58 mm, p < 0,001; sin: skup. s ICHS = 0,76
mm, skup. bez ICHS = 0,69 mm, p < 0,001).

Zaver: U chorych s AH sme zistili signifikantne zvy8ené vSetky parametre
AT a IMT ACC oproti normotonikom. V podskupine hypertonikov s ICHS bol
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IMT ACC signifikantne vy$si oproti podskupine hypertonikov bez ICHS, pricom
ukazovatele AT sa vyznamne neliSili. Vysvetlujeme to pokrocilejSou
remodelaciou cievnej steny u hypertonikov s ICHS.

DIAGNOSTIKA AKUTNEJ PLUCNEJ EMBOLIE VO
SVETLE NOVYCH ODPORUCANI A JEJ IMPLEMENTACIA
V BEZNEJ KLINICKEJ PRAXI

Tavacova M, Simkova I, 'Spisak V, 'Ciernik M.

Katedra kardiolégie a angiologie FZ88 SZU a Kardiologické klinka NUSCH,
a. s., Bratislava, 'Interné oddelenie NsP Zilina

Ciel: Plucna embdlia (PE) je trefou najcastejSou kardiovaskularnou
pri¢inou smrti. Napriek pokrokom v diagnostike, profylaxii aliecbe sa
incidencia PE neznizuje. V roku 2008 sa publikovali nové odport¢ania
Eurdpskej kardiologickej spolo¢nosti, ktoré zavadzaju do praxe nielen novd
klasifikaciu PE, ale vo svetle mediciny dbékazov zmenili postavenie
zobrazovacich vy$etrovacich metéd v diagnostickom algoritme PE. Kli¢ovou
vySetrovacou metodikou sa stala multidetektorovéa angiografia pocitacovou
tomografiou (CTAG). Cielom predloZenej préace je na zaklade retrosprektivnej
3 ro¢nej analyzy 143 pacientov porovnanie diagnostického algoritmu akutnej
PE v klinickej praxi interného oddelenia s aktualnymi odporucaniami.

Subor a metodika: Retrospektivna analyza diagnostického algoritmu PE
v sibore 143 konzekutivnych pacientov v rokoch 2005 - 2007.

Vysledky: 1. U 93 % pacientov sa sUcasne uplatriovali viaceré rizikové
faktory VTE, naj¢astejSim bola imobilizacia. 2. Vyskyt EKG a RTG znakov
typickych pre PE bol nizky, az v 26 % neboli ziadne EKG a v 24 % Ziadne RTG
abnormality. 3. Transtorakalnou echokardiografiou sa v 1,5 % detekoval
embolus v pravom srdci, v70 % dilatacia pravej komory, v56 % plicna
hypertenzia. 4. Zdroj embdlie sa identifikoval v 82 %. 5. Multidetektorova
angiografia pocitacovou tomografiou (CTAG) realizovana v 83 %, verifikovala
v 4 % centralnu PE (najCastejSia PE v segmentalnych a subsegmentalnych
vetvach). 6. Pri analyze poctu diagnostikovanych PE v jednotlivych rokoch (38/
46/59) sa zistil narast diagnostikovanych PE (+ 21 % v 2006, + 28 % v 2007).

Zaver: V diagnostickom algoritme EKG, RTG hrudnika a ECHOKG nedali
jednoznaénl odpoved na otazku: ,Ma tento pacient skutoc¢ne PE“?
Dominantnou vy$etrovacou metddou, ktora viedla k diagnéze PE, bola CTAG
(diagndza bez CTAG len v 17 % u kriticky chorych s jasnou pozitivitou
ECHOKG a vendznej trombozy). Pristup autorov v diagnostike PE bol v tomto
smere nadCasovy, pretoZe az v roku 2008 nové odporicania jednoznacne
postavili CTAG do polohy klGCovej vySetrovacej metodiky. Standardné
etablovanie CTAG do diagnostiky PE povazuju autori za pri¢inu narastu
incidencie diagnostikovanych pacientov v 3-roénom sledovani skor ako narast
poctu vysokorizikovych pacientov. Vyznam vSak prikladaju aj skuto¢nosti, ze
so zvySenim frekvencie stanovenej diagnézy PE, sa zvySila aj intenzita
podozrenia na PE a frekvencia indikacie CTAG.

VRODENA AGENEZA PORTALNEJ VENY AKO
ZRIEDKAVA PRICINA ZAVAZNEJ PLUCNEJ
HYPERTENZIE

Tavacové M, Simkova I, 'Kaldarérové M.

Katedra kardiolégie a angioldgie FZSS SZU a Kardiologické klinka NUSCH,
a. s., Bratislava, 'NUSCH/DKC, Bratislava

Ciel: Vrodena agenéza portalnej vény (VAPV) ako nasledok anomalneho
vyvoja v skorom embryonalnom obdobi je neobycajne zriedkavy stav. Opisujeme
pripad vrodenej agenézy portalnej vény s vrodenymi portosystémovymi skratmi,
ktoré vyustili do portopulmonélnej hypertenzie (PPHT).

Subor a metodika: Kazuistika. 30-roény muz s diagnézou pllcnej
hypertenzie a abdominalnych symptomov od 5. roku zivota. RTG hrudnika,
ECHOKG, srdcova katetrizacia a pulmonalna angiografia potvrdila zavaznu
prekapilarnu plicnu hypertenziu (stredny PAP 85 mmHg, PVR 12 W. j.)
s pravokomorovym pretazenim, dilatdciou pulmonalnej artérie > 55 mm.
Abdominalna ultrasonografia a po¢itadova tomografia potvrdila venostazu
afibrézu pecene, VAPV s portosystémovymi skratmi do v.cava inferior.
Laboratérne hodnoty pecenovych aminotransferaz boli v norme. Vzhladom
na klinicky stav: funkéna trieda NYHA lll a postupné zvyraznenie dysfénie
(tlak dilatovanej pulmonalnej artérie na lavostranny recurentny nerv) sa
zahdjila Specificka liecba sildenafilom.

Vysledky: Po 3 mesiacoch lie¢by dysfénia uplne ustupila, zlepSila sa
funkéna trieda, po 9 mesiacoch liecby sa 6MWT signifikantne predIzil (6BMWT
2520 m na 640 m) a stredny PAP klesol (72 mmHg).

Zaver: Portopulmondlna hypertenzia je pomerne zriedkava tazka
komplikéacia portalnej hypertenzie pri chronickych pecenovych ochoreniach.
Kla€ova Ulohu v patofyziol6gii PPHT pravdepodobne skér ako portalna
hypertenzia maju portosystémové skraty, podobne ako u nasho pacienta (bez
pritomnosti vyznamného pecenového ochorenia). Pripady VAPV sl
publikované predovSetkym v sQvislosti s kardidlnymi, skeletalnymi
a visceralnymi malforméciami a len raritne v spojitosti s PPHT.

VYHODNOTENIE LIECBY S:I'ATI'NMI PRI AKUTNOM
KORONARNOM SYNDROME NA SLOVENSKU

Uhliar R.

Nemocnica sv. Michala, Bratislava

Ciel: Cielom sledovania bolo vyhodnotit lie¢bu statinmi pri akitnom
koronarnom syndrome (dalej AKS) z hladiska druhu a davky statinu, déinnosti
a bezpecnosti liecby atiez ¢asu, v ktorom bol statin po AKS indikovany.
Vyhodnoteny bol rizikovy profil pacientov s AKS, typ AKS, vykonanie
revaskularizacie a konkomitantna farmakologicka liecba.

Subor a metodika: Do sledovania bolo zaradenych 2 149 pacientov s AKS
v 50 centrach na Slovensku od oktébra 2008 do marca 2009. Dotaznikovou
met6dou boli sledované na zaciatku a po 3 mesiacoch vy$Sie uvedené parametre.
Kontrolné laboratérne vysetrenie po 3 mesiacoch (lipidové spektrum, hepataine
testy, kreatinkinaza, kreatinin) boli ziskané u 1 073 pacientov zo sUboru.

Vysledky: 96 % z2 149 pacientov s AKS bolo lieCenych statinmi.
Atorvastatin 80 mg uzivalo 58,8 % pacientov, 24,4 % atorvastatin 40 mg, 8,1 %
atorvastatin 20 mg, 0,7 % atorvastatin 10 mg. 7 % pacientov bolo liecenych
inymi statinmi (simvastatin 4 %, rosuvastatin 2 %, fluvastatin 1 %), 3 % inymi
hypolipidemikami a 1 % nebolo lie¢ené Ziadnymi hypolipidemikami. Z 1 073
vyhodnotenych pacientov po 3 mesiacoch bol najvyraznejsi efekt na znizenie
LDL-C dosiahnuty u pacientov uzivajlcich atorvastatin 80 mg (z vychodiskovej
hodnoty LDL-C 3,7 mmol/l na 2,1 mmol/l po 3 mesiacoch). Pacientom
uzivajucim ostatné statiny sa LDL-C znizil z 3,89 mmol/I na 2,66 mmol/l. U 51 %
pacientov bol statin nasadeny do 5dni po AKS, u9% pri prepusteni
z nemocnice, u 24 %pacientov bol statin nasadeny ambulantne au 13 % sa
pokracovalo v predchadzajucej terapii statinmi. Po 3 mesiacoch po AKS
v lieCbe statinmi pokracovalo len 68 % pacientov. Lie¢ba statinmi bola velmi
dobre tolerovana, po 3 mesiacoch lie€by doslo k nesignifikantnému poklesu
AST, ALT atiez CK.

Zaver: Intenzifikovana liecba statinmi u pacientov s AKS bola pouzita
u 58,8 % pacientov zo sUboru s dosiahnutou hladinou LDL-C 2,1 mmol/l po
3 mesiacoch liecby. Po 3 mesiacoch po AKS v liecbe statinmi pokracovalo
len 68 % pacientov. Liecba bola velmi dobre tolerovana a bezpecna.

ZMENA PROFILU INFEKENi ENDOKARDITIDY

Vahala P, Polia¢ik P, Hassila J.

Interné oddelenie, FN Nitra

Cil: V poslednich desetiletich se vyznamnou mérou méni obraz nemoci.
Cilem prace bylo vyhodnotit zménu demografickych, etiologickych,
epidemiologickych a klinickych ukazovatelt v obdobi poslednich deseti let.

Soubor a metodika: Autofi porovnavaji dva odlisné soubory pacientl
s infekéni endokarditidou, ktefi byli hospitalizovani v nemocnici Nitra v letech
1997 az 2001 (soubor I) 2 2004 az 2008 (soubor Il). Do souboru bylo zafazeno
40 pacientt (1) a 60 pacient( (Il) s nativni infekéni endokarditidou. Nemocnice
ma 800 posteli pro region 200 000 lidi.

Vysledky: Primérny vék pacientu byl 57 (1) a 48 (Il). Hemokultury byly
negativni u25% (I) au40% (Il). Nejcastéjsi postizeni chlopni: aortalni
lokalizace 40 % (I) a 57 % (11), mitralni 40 % (I) a 33 % (1l), bikuspidalni aortalni
chlopen 5% (1) a 27 % (Il). NejCastéji izolované patogeny: Staphylococcus
40% (l) a28 % (Il), Saureus 25% (I) a17 % (ll), Streptococcus 17 % (1)
a21% (ll), Enterococcus 7,5% (l) a6,7% (ll). Perivalvularni extenze
diagnostikovana echokardiografii byla v 17 % (I) a v 33 % (Il). Nozokomialni
plvod byl identifikovan v 22 % (1) av 25 % (Il). Pocet zemfelych byl 22 % (I)
a 10 % (I1), chirurgicky feSenych 30 % (I) a 37 % (). Multivariantni analyza:
aortalni endokarditida (p 0,0004), embolizace (p 0,05), novy atrioventrikularni
blok (p 0,02), srdecni selhani (p 0,04), renalni selhani (p 0,02), srdecni infarkt
(p 0,001), velikost vegetaci v aortalni lokalizaci (p 0,002) je signifikantné
Castéji pfi perivalvularnich komplikacich.

Zavér: Porovnani obou souboru prokazalo nové trendy: 1. zvy$eni poctu
endokarditid u mladych lidi s nepoznanou bikuspidalni aortélni chlopni, 2.
zvy$eni poCtu perivalvularnich komplikaci, 3. zvy$eni poctu kultur negativnich
endokarditid.

24S Cardiol 2009;18(Suppl. 1):24S
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VPLYV POLYFENOLOV CERVENI:EHO VINA NA SRDCOVU
NA, K-ATPAZU

"Wlkovi¢ova J, 'Javorkova V, "Mézesova L, *Pechariova O,
3Andriantsitohaina R, "Vrbjar N.

1Ustav pre vyskum srdca, SAV, Bratislava, 2Ustav normalnej a patologickej
fyziolégie, SAV, Bratislava, *Pharmacologie et Physico-Chimie des
Interactions Cellulaires et Moléculaires, Université Louis Pasteur de
Strasbourg, Faculté Pharmacie, llikirch, France

Ciel: Polyfenoly maju priaznivy uéinok pri prevencii srdcovocievnych
ochoreni. Preto sme v tejto experimentalnej praci sledovali mozny vplyv
polyfenolov z ¢erveného vina na funkéné vlastnosti srdcovej Na,K-ATPazy,
ktord je jednym zhlavnych systémov zodpovednych za udrZiavanie
vnutrobunkovej koncentracie idnov Na+ na nizkej Grovni.

Subor a metodika: Zvierata boli rozdelené do 4 skupin: 1. kontrolna
skupina, 2. hypertenzna skupina potkanov, kde bola hypertenzia vyvolana
podavanim inhibitora NO-syntazy (L-NAME) v davke 40 mg/kg/den, 3. skupina
LNPF4, ktord dostavala polyfenoly (40 mg/kg/den) sacasne
s L-NAME po dobu 4 tyzdnov vo faze rozvoja hypertenzie a 4. skupina LNPF7/
3, kde sa 7 tyzdnov podaval potkanom inhibitor NO-syntazy a z toho posledné
3tyzdne, vo faze prehibenia hypertenzie, sa zaroveri s -NAME podavali aj
polyfenoly. V zavislosti od vzrastajucej koncentracie substratu (ATP) a kofaktoru
(Na+) sme stanovovali kinetické parametre Na,K-ATPazy v sarkoléme zo srdca.

Vysledky: Vysledky $tudie ukazali, ze polyfenoly redukovali zvy$enie
krvného tlaku a zvySovali aktivitu NO-syntazy v srdci, a to v oboch skupinach
s experimentalne indukovanou hypertenziou. Vo vztahu ku Na,K-ATPaze sa
ukazalo, ze samotna NO-deficitnd hypertenzia spdsobila pokles aktivity enzymu
a znizenie jeho afinity k sodiku. Podavanie polyfenolov ¢erveného vina malo
dvojaky vplyv na funkéné vlastnosti srdcovej Na,K-ATPazy. V okoli ATP-
vazbového miesta enzymu bolo pdsobenie polyfenolov u LNPF4 skupiny
negativne, ¢o sa prejavilo zhor$enou utilizaciou substratu Na,K-ATPazou. V okoli
Na+-vézbového miesta bol Gi¢inok polyfenolov v oboch skupinach, v LNPF4 aj
v LNPF7/3, protektivny, Co malo za nasledok zvysenie afinity enzymu k sodiku.

Zaver: V porovnani s nechranenou hypertenznou skupinou tak boli
polyfenoly nezavisle od toho, kedy boli podavané, &i uz na zaciatku vzniku
hypertenzie alebo pri jej prehlbeni, schopné stimulovat vylu¢ovanie
nadmerného intracelularneho sodika von zo srdcovych buniek.

Granty: APVV - 51-059505, VEGA 2/7127/27.

ATHEROGENIC INDEX OF PLASMA IN THREE
DIFFERENT EUROPEAN COUNTRIES AT DIFFERENT
PREDICTED CARDIOVASCULAR RISK. THE IMMIDIET

STUDY

8Vohnout B, " ?Arnout J, SCappuccio FP, ‘van Dongen M, °de Lorgeril M,
°Krogh V, "Siani A, "Donati MB, 'de Gaetano G, 'lacoviello L on behalf of
the European Collaborative Group of the IMMIDIET Project.

'Center for High Technology Research and Education in Biomedical
Sciences, Catholic University, Campobasso, Italy, 2Katholieke Universiteit
Leuven, Belgium, *Clinical Sciences Research Institute, Warwick Medical

School, Coventry, United Kingdom, “Maastricht University, The Nether-
lands, SUFR de Médecine et Pharmacie, La Tronche, France, ®National
Cancer Institute, Milan, Italy, "National Research Council, Avellino, Italy,
8NRC for Famil.Hyperlipoproteinemias, Slovak Medical University,
Bratislava

Aim: Atherogenic Index of Plasma (AIP) —log (TG/HDL-C) in mmol/Il,
reflects the distribution of particle sizes in lipoprotein subclasses, strongly
correlates with several risk factors and is associated with cardiovascular
disease (CVD). The aim of the present report is to evaluate whether regional
distributions of AIP follow a similar European gradient as predicted CVD risk
and to evaluate determinants of AIP levels.

Methods: 542 Italian subjects (271 couples), 536 Belgian subjects (268
couples) 526 English subjects (UK, 263 couples), and 414 subjects from 207
couples living in Belgium and formed by a member of Italian origin and their
spouse of Belgian origin participated to a population-based cross-sectional
study, the IMMIDIET study. Couples aged 30 - 60 years were recruited randomly
from general practice. Fasting lipid levels were measured by standard methods,
AIP was calculated as a log(TG/HDL) in molar concentration.

Results: In multivariate analysis, AIP levels were associated with oxLDL,
BMI, country, HOMA-IR, smoking, CRP levels and physical activity in men,
and oxLDL, BMI, WHR, country, HOMA-IR, smoking and CRP in women. In
both sexes, the model explained more than 40% of total AIP variability and
the strongest determinant of AIP was oxLDL (R2 = 0.21 in men, R2 = 0.24 in
women). In contrast to predicted cardiovascular risk, we found the highest
AIP in Italian men and women. The AIP corresponded well with tertiles of
SCORE risk in Italian and Belgian populations, but not in English men.

Conclusion: We have identified several metabolic factors that are
associated with AIP, of which oxLDL was the strongest one. Our data on AIP
does not support the hypothesis of north-to-south European gradient of
cardiovascular risk.

ENDOGENNE MECHANIZMY OCHRANY V DIABETICKOM
MYOKARDE: ULOHA MITOCHONDRII, VNIMANIA
KYSLIKA, VOLNYCH RADIKALOV A VAPNIKA

Ziegelhéffer A, 'Ferko M, 2Waczulikova I, "MujkoSova J, Kincelova D,
3Ulicnéa O, *°Cagalinec M, °Holotridkova T, ®Pastorekova S.

1Ustav pre vyskum srdca SAV, Bratislava, Oddelenie biomedicinskej fyziky,
Fakulta matematiky fyziky a informatiky UK, Bratislava, *Laboratérium
farmakobiochémie, Ill. interna klinika LF UK, Bratislava, *Medzinarodné
laserové centrum, Bratislava, Oddelenie farmakologie, LF, Univerzita Tartu,
Estonsko, ®Virologicky ustav SAV, Bratislava

Ciel: Cielom tejto Studie je poukazat na vyznam niektorych EMO, ktoré
indukuje DIA v myokarde ale doposial sa z velkej Casti pokladali za priznaky
poskodenia proti ktorym je potrebné terapeuticky Celit.

Subor a metodika: Experimentéalne Gdaje preukazali, Ze bezprostredne
endogénne mechanizmy ochrany (EMO), ktoré vedd ku kompenzacnym
zmenam av kone¢nom dosledku k istému stupriu adaptacie srdca na tato
noxu. EMO tvoria vac¢sinou procesy na molekularnej trovni a podobne ako
DIA indukované patologické alteracie javia sa prevazne ako odchylky oproti
norme. To stazuje av pripade pokrocilého DIA takmer znemozfiuje ich
odhalenie a identifikaciu a tvori doposial hlavni prekazku pre ich cielené
terapeutické vyuzitie.

Vysledky: Je zname, Ze pre poruchy vnltrobunkovej sekvestracie
a uvolfiovania Ca2+ je DIA myokard pretazeny vapnikom. Remodelacia
sarkoleméalnej membrany kardiomyocytov, ktorej dosledkom je zhor$enie
kontrakénej funkcie srdca je vSak v danom pripade aj priaznivym prejavom
EMO. Preukaze sa to v znizeni fluidity sarkolemy myokardu, hlavne v ddsledku
intenzivne prebiehajucich procesov neenzymovej glykacie bielkovin a Gcinku
radikalov. V danom pripade ide o radikaly, ktoré sa tvoria priamo v sarkolemainej
membrane, najmé v procese oxidacie glykovanych produktov — glykooxidacii.
Diabetom vyvolana remodeldcia (znizene fluidity) sarkolemy myokardu sa okrem
iného prejavuje v zniZeni priepustnosti napatovo zavislého Ca-kanala a znizenej
citlivosti sympatikovych receptorov, ktoré v danom pripade velmi Zelatelne
znizuju aktualny influx Ca2+ do buniek DIA srdca. Vysledkom je cca 50 %-né
znizenie citlivosti srdca vo¢i mimobunkovému Ca2+ pri aklitnom a az 80 %-né
znizenie pri chronickom DIA. Z hladiska udrzania mechanizmov svalovej
kontrakcie ide o vysoko vyznamny EMO. Pri jeho absencii by mohol DIA
myokard skoro zlyhat v désledku nadmerného pretazenia s Ca2+, teda
v systole. Dal$im aspektom popisaného EMO je udrzanie vnutrobunkovych Ca-
tranzientov (CaT) na zvy$enej ale tolerovatelnej urovni. Zvy$ené CaT totiz silne
indukuju (az okolo 100 %) tvorbu energetickych kanalov cez membrany
srdcovych mitochondrii (MIT). Tieto kanaly zabezpecuju vysokokapacitny
prenos energie z MIT do miest jej utilizacie. Tym UCinne zabezpecujl
kompenzaciu zhor$enej produkcie energie v oxida¢nej fosforylacii, ku ktorej
dochéadza pre znizenl schopnost diabetickych MIT utilizovat 02 v désledku
malfunkcie dychacieho retazca. Preto sa DIA myokard oznacuje aj ako pseudo-
hypoxicky. Dal$im EMO so sidlom v MIT DIA myokardu je inhibicia Krebsovho
cyklu s naslednou akumulaciou sukcinatu a radikalov. Tieto st z MIT vypudené
do cytoplazmy, kde zvySenie koncentracie sukcinatu zabrani destrukcii hypoxiou
indukovatelného faktora (HIF), t. j. senzora pre pritomnost 02, ktory potom
napriek jeho pritomnosti vnima stav ako hypoxicky. Vypudené superoxidové
radikaly potencuju expresiu hypoxickych génov. Nasledne HIF sprostredkuje
signal pre indukciu expresie hypoxickych génov, ktoré vyznamne napomahaji
prezitiu DIA myokardu.

Zaver: Vacsina antidiabetik potlac¢a spolu s priznakmi ochorenia aj procesy
endogénnej ochrany v DIA myokarde. Vyuzitie tychto procesov by v§ak mohlo
vyznamne prispiet k G¢innosti liecenia poruch DIA myokardu.

Granty: VEGA 2/7126/27, 1/0755/09, 1/0142/09, APVV 51-24805.

Poznamka redakcie: Stihrny z prednésok z vedeckych podujati neprechddzaju jazykovou ani obsahovou korektdrou, preto za ich spréavnost redakcia nezodpoveda.
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Téma: Nova fixna kombinacia v antihypertenzivnej lieCbe zaloZzena na aliskirene

PLAZMATICKA RENINOVA AKTIVITA - NEZAVISLY
RIZIKOVY FAKTOR KARDIOVASKULARNYCH OCHORENI
VO SVETLE NAJNOVSICH POZNATKOV
Murin J.
|. interna klinika, LF UK a FNsP, Bratislava

Plazmaticka reninové aktivita (PRA), ktora je mierou tvorby angiotenzinu
| z angiotenzinogénu, predstavuje si€asne mieru aktivacie systému renin-
angiotenzin-aldosterdn (RAAS).

0d 90. rokov minulého storocia sa PRA venuje pozornost ako moznému
rizikovému faktoru kardiovaskularnych ochoreni: zistil sa stvis PRA s rizikom
infarktu myokardu (IM), srdcového zlyhavania (SZ), hypertrofie lavej komory
(HLK), vyvoja poruchy funkcie obli¢iek a tiez vyvoja artériovej hypertenzie.
Vyssia PRA sa spajala: upacientov po IM stazkym chronickym SZ,
kardiovaskularnou (KV) mortalitou a KV prihodami (Rouleau a spol., 1994),
u pacientov s hypertenziou vo veku 55 a viac rokov so zvy§enym rizikom IM
(Alderman a spol., 1997), u pacientov s chronickym SZ so zvySenou KV
morbiditou a mortalitou (Latini aspol., 2004, Vergaro aspol., 2008),
u pacientov s ICHS so zvy$enou incidenciou KV prihod (Bair a spol., 2009).
Vysoka PRA sa spéaja so zvy$enou incidenciou prihod v celom KV  kontinuu®.

Aj pri osvedcenej lie¢be a dobrej inhibicii RAAS je rezidualne riziko
pacientov z hladiska mortality a morbidity vysoké, ako ukazali vysledky
klinickych $tudii u pacientov s HLK (Studia LIFE), so srdcovym zlyhavanim
(Stadia CHARM, ValHeFT) aj u pacientov s vysokym kardiovaskularnym
rizikom (Stadia HOPE). Treba preto hladat dalS§ie moznosti inhibicie RAAS.
Novou a nadejnou moznostou je potlacenie aktivity RAAS v primarnom mieste
jeho aktivacie pomocou inhibicie reninu priamym reninovym inhibitorom.
Aliskiren, priamy reninovy inhibitor, je jediné lie€ivo s priamym G¢inkom na
RAAS, ktoré znizuje PRA nie len v monoterapii, ale aj v kombinacii
s farmakami, ktoré PRA kompenzacne zvysuju.

Experimentalne $tudie poukazali na vztah medzi znizenim PRA a niz§im
organovym poskodenim. Ci znizenie PRA vedie nezavisle k znizeniu
organového poskodenia aj u fudi, je v stiCasnosti predmetom klinického
vyskumu. Aliskiren ma potencial dalej zleps$it ochranu orgénov. Prebiehajice
klinické $tudie programu ASPIRE HIGHER poskytnU dal$ie informéacie
o organovej protektivite aliskirenu a jeho uginnosti v prevencii kardiovas-
kularnej a renélnej mortality a morbidity.

PRINOS PRIAMEJ INHIBICIE RENINU V LIECBE
HYPERTENZIE A OCHRANE CIELOVYCH ORGANOV

Pella D.
III. interna klinika, FN L. Pasteura a UPJS LF, Kogice

Novou terapeutickou triedou antihypertenziv st inhibitory reninu. Aliskiren,
ako zatial jediny zastupca tejto triedy, je od augusta 2007 registrovany
v §tatoch Eurdpskej Unie na lieCbu esencialnej hypertenzie. Vysledky
klinickych Stadii ukazali, Ze aliskiren 300 mg bol v monoterapii Gginnejsi ako
ramipril 10 mg alebo HCTZ 25 mg a porovnatelne uéinny ako valsartan 320 mg.
Preukazal synergicky antihypertenzivny Ucinok v kombinacii s tiazidovym
diuretikom (HCTZ 12,5 - 25 mg), ACEI (ramipril 10 mg), ARB (valsartan 320 mg)
a BKK (amlodipin), ¢o prestavuje Siroky kombinaény potencial. Antihyper-
tenzivnu Gc¢innost aliskirenu, potvrdenu sledovaniami az po¢as 12 mesiacov,
neovplyviuje vek, pohlavie, ani pritomnost metabolického syndrému, ani
diabetes mellitus. Pomer T/P je az 98 s% (300 mg) a vzostup krvného tlaku
po vynechani davky je pomaly (fenomén ,odpustenia vynechania davky*).
Jeho znasanlivost je porovnatelna s placebom.

Uginna inhibicia reninu aliskirenom, znizenie plazmatickej reninovej
aktivity a potencial inhibovat aj aktivovany prorenin a tym tvorbu angiotenzinu
I a Il aj na tkanivovej trovni, dovoluju predpokladat mozny organoprotektivny
G¢inok a priaznivy vplyv na kardiovaskularnu (KV) arenalnu morbiditu

a mortalitu. Toto sa skiima v programe klinického vyskumu ,ASPIRE HIGHER®,
kde sa planuje zaradit viac nez 35 000 pacientov celkom do 14 klinickych
stadif.

K §tudiam programu, ktoré zhodnotia ucinok aliskirenu na morbiditu
a mortalitu patria aktualne prebiehajuce $tudie ALTITUDE (zhodnoti kardialne
a renalne endpointy u pacientov s diabetes mellitus 2. typu), ATMOSPHERE
(zhodnoti KV morbiditu a mortalitu u pacientov s chronickym srdcovym
zlyhavanim), ASTRONAUT (zhodnoti KV morbiditu a mortalitu u pacientov
s akutne dekompenzovanym srdcovym zlyhavanim) a planovana stadia
APOLLO (zhodnoti ginnost v primarnej a sekundarnej prevencii KV prihod
u star8ich pacientov s KV rizikovymi faktormi). K $tidiam, zameranym na
kardioprotektivitu patria ukoncené studie ALOFT, ALLAY, prebiehajuce studie
ASPIRE, AVANT-GARDE a planovana $tidia AQUARIUS.

K tudidm, zameranym na nefroprotektivitu, patri ukonéené $tidia AVOID
a planovana stadia AVOID2. Sucastou programu su aj Stidie komparativnej
antihypertenzivnej u¢innosti lie€by zaloZenej na aliskirene a lie¢by zalozenej
na inych antihypertenzivach: ukon¢ena Stidia AGELESS, prebiehajlca $tudia
ACCELERATE a planovana stadia TARGET HIGHER.

Prislubom sU prezentované vysledky pilotnych $tadii programu, ktoré
ukdzali dobri zn&$anlivost a priaznivy U¢inok na markery zdvaznosti
a prognoézy u pacientov chronickym srdcovym zlyhavanim (BNP, NT pro-BNP)
po pridani aliskirenu k tandardnej lie€be CHSZ v porovnani s placebom
(Studia ALOFT), antiproteinuricky G¢inok u pacientov s diabetes mellitus 2.
typu a hypertenziou po pridani aliskirenu k Standardnej davke losartanu
a antihypertenzivnej lieCbe v porovnani s placebom ($tudia AVOID) a u¢inok
aliskirenu, losartanu aich kombinéacie na masu lavej komory u pacientov
s hypertenziou a hypertrofiou lavej komory (Stidia ALLAY).

Literatara

1. Sever PS, Gradman AH, Azizi M. Managing cardiovascular and renal risk: the potential of
direct renin inhibition. J RAAS 2009;10(2):65-76.

ALISKIREN/HCHTZ - KOMBINOVANA LIECBA. KLINICKE
STUDIE MEDICINY ZALOZENEJ NA DOKAZOCH.

Filipova S.
Kardiologicka klinika, SZU, NUSCH, a.s., Bratislava

Kombinovana liecba artériovej hypertenzie (AH) je kazdodennou
nevyhnutnostou klinickej praxe. Fixné kombinacie liekov zasahujucich do
RAAS s hydrochlérotiazidom (HCHTZ) patria medzi najfrekventnejsie
a najucinnejsie.

Prednaska sa venuje kombinacii aliskiren + HCHTZ z aspektu dostupnych
klinickych §tudii: 1. u¢innost fixnej kombinacie na AH, 2. G&innost
u hypertonikov s nedostatoénou odpovedou na HCHTZ, 3. uc&innost
u hypertonikov s nedostatoénou odpovedou na aliskiren, 4. vysledky
AGELESS Study u geriatrickych pacientov, 5. bezpe€nost a tolerovatelnost
kombinovanej lie€by aliskiren + HCHTZ.

1. Pri multifaktorovej analyze 2-zaslepenej randomizovanej stddie 2 776
pacientov so stredne zavaznou AH dostévajucich bud monoterapiu,
kombinovand lie¢bu aliskiren + HCHTZ (v stUpajucich davkach, 75 - 300 mg,
resp. 6,25 - 25,0 mg) alebo placebo, pocas 8-tyzdnovej liecby sa zistil
stUpajuci efekt na systolicky aj diastolicky TK (sTK, dTK) so stupajucou davkou
aliskirenu. HCHTZ nepreukazal na davke zavisly Uc¢inok. VSetky sledované
kombinacie davok aliskirenu + HCHTZ boli spojené so signifikantnou
redukciou sTK a dTK (p < 0,0001). Kombinovana lie€ba bola u¢innejsia ako
monoterapia (1). ;

4. AH je diagnostikovana u cca 70 % jedincov nad 60 rokov veku. Studia
AGELESS porovnava dlhodobU kontrolu TK lie€bou zaloZenou na aliskirene
a ramiprile u pacientov (vek = 65 r.) s nekomplikovanou systolickou AH. Lie¢ba
aliskiren + HCHTZ je sUcastou liecebnej stratégie. Po 12 tyzdhioch monoterapie
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aliskirenom, resp. ramiprilom bola redukcia sTK signifikantne vaésia u pacientov Literatlra
vramene s aliskirenom (p < 0,05). Po 22. tyzdni terapie s/alebo bez HCHTZ
v oboch ramendch, bolo pritomné signifikantne vacsie znizenie sTK v ramene
s aliskirenom. Liecba na zéaklade aliskirenu navodila po 36 tyzdioch
signifikantne vacsiu redukciu dTK v porovnani s ramiprilom (2).

Zaver: Aliskiren + HCHTZ predstavuje efektivnej$iu lie€bu AH ako
monoterapie (0 50 % vécsia efektivita). LieCba aliskirenom zlepSuje kontrolu 2
Gcinkov RAAS, pricom aliskiren neutralizuje HCHTZom indukovany vzostup combination with hydrochlorothiazide and amlodipine in patients ? 65 years of age with systolic
plazlmvatlcke‘] reninovej aktivity. Geriatricki paggnh 80 systolickou AH reaguju hypertension. Presented at the American Heart Association Scientific Sessions 2008, 11th
na lie€bu aliskirenom (s, resp. bez HCHTZ) GcinnejSim ovplyvnenim sTK ako November 2008.
pri lieCbe ramiprilom.

1. Villamil A, Chrysant SG, Calhoun D, et al. Renin inhibition with aliskiren provides additive
antihypertensive efficacy when used in combination with hydrochlorothiazide. J Hypertens
2007;25:217-226.

Duprez D, Davis P, Botha J. The AGELESS Study: the effect of aliskiren vs. ramipril alone or in
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SYMPOZIUM FIRMY SOLVAY

Stvrtok, 8. oktober 2009

16.15-17.15h

Hlavna sala

Téma: Skusenosti s eprosartanom v klinickej praxi

EPROSARTAN - NOVY ANTAGONISTA RECEPTOROV
ANGIOTENZINU 1l

Zachar A.

III. interna klinika FNsP Bratislava - Kramare, Bratislava

Cielom lie¢by pacientov s hypertenziou je znizenie kardiovaskularneho
rizika. Bolo dokazané, Ze znizenie tlaku krvi suvisi s redukciou
kardiovaskularneho rizika. Renin-angiotenzinovy systém (RAS) spolu so
sympatickym nervovym systémom (SNS) hraji vyznamnu tlohu v patogenéze
roznych foriem hypertenzie. RAS a SNS nepdsobia nezavisle, naopak, bola
dokézana ich vzajomna interakcia na réznych Urovniach kardiovaskularneho
systému.

Eprosartan je novy origindlny sartan dostupny na Slovensku. Vdaka
unikatnemu dualnemu mechanizmu uéinku ovplyviuje aktivitu RAS ako aj
SNS. To znamena, Ze eprosartan blokuje postsynapticky AT, receptor, ¢im
inhibuje G¢inok angiotenzinu Il, ale aj presynapticky AT, receptor, ¢o nasledne
spdsobi inhibiciu uvolfiovania noradrenalinu do synapsy. Eprosartan je
chemicky odli$ny od ostatnych antagonistov receptorov angiotenzinu Il. Bola
dokazana jeho vysoka afinita a zarover kompetetivna vézba na AT, receptory.
Eprosartan teda moze byt vytesneny angiotenzinom Il, pokial telo produkuje
véacéSie mnozstvo angiotenzinu I, napriklad ako désledok poklesu objemu krvi.
Bezpecnostny profil eprosartanu je podobny s placebom. Nie je potrebna
Uprava davkovania u star$ich pacientov ani u pacientov s mierne porusenou
renalnou funkciou. Neboli zaznamenané klinicky vyznamné liekové interakcie
ani interferencia s cytochrémom P450.

ANTIHYPERTENZIVNA UCINNOST EPROSARTANU
Skultétyova D.
Kardiologicka klinika, NUSCH, a. s., Bratislava

Uvod: Prevencia kardiovaskularnych organovych komplikacii je jednym
z hlavnych cielov liecby artériovej hypertenzie (AH). Eprosartan sa lisi
v G¢inkoch od ostatnych blokatorov AT, receptorov.

Charakteristika eprosartanu a Stadie: Eprosartan nepatri medzi
bifenylické tetrazoly, je pravy kompetetivny antagonista AT, receptorov, ako
dualny blokator blokuje renin-angiotenzinovy systém (RAS) a sympatikovy
nervovy system (SNS). U¢inny je v lieCbe AH, na¢o poukazuiju viaceré studie.
Studia ETAPA-II (multicentricka, observacna, prospektivna $tudia), zahfnala
4 067 chorych, z ktorych 1177 mali izolovanu systolicki AH (ISH). Lie¢ba
eprosartanom viedla k zniZeniu systolického, pulzného a priemerného tlaku
pocas sledovania. Liek bol dobre tolerovany, neziaduce Gcinky len u1 %
chorych. Eprosartan sa odporic¢a v liecbe ISH u starSich fudi. Vramci
organovej protekcie ma eprosartan urcité endotel-protektivne ucinky. U 42
pac. s AH pocas 10 tyzdiov lieCby eprosartan podobne ako enalapril znizil
systolicky aj diastolicky TK. Eprosartan nezavisle od TK zlepsil endotelovu
dysfunkciu a znizil aktivaciu trombocytov, ¢im znizil riziko aterotrombotickych
komplikacii. Eprosartan sa odportca v liecbe oblickovych ochoreni. Chronické
oblickové ochorenie je spojené so zvySenou aktivitou SNS. Eprosartan v davke
600 mg znizuje aktivitu SNS v oblasti svalov, urezistentnych ciev
a predpoklada sa aj v srdci.

Zaver: Eprosartan ako dudlny blokator RAS a SNS je téinny v lietbe AH.
Okrem hypotenzivneho G¢inku méa endotel-protektivne Gc¢inky. Preto sa
eprosartan odporuca v liecbe kardiovaskularnych organovych komplikacii.

KONTROLA HYPERTENZIE A PREVENCIA NCMP
Filipova S.
Kardiologicka klinika, NUSCH, a. s., SZU, Bratislava

Nahla cievna mozgova prihoda (NCMP) je tretou najéastejSou pri¢inou
smrti vo vyspelych krajinach sveta. 75 % NCMP je nefatalnych, preto
predstavuju zdroj zavaznych invalidit, riziko demencie a vyznamne vplyvajd
na nezavisly zivot chorého. Vyznamnym modifikovatefnym rizikovym faktorom
vzniku NCMP aj sekundarnej prevencie jej recidivy je artériova hypertenzia
(AH).

Efektivna lie€ba AH zasadne znizuje riziko prvej NCMP. V primarne
preventivnej §tudii SHEP (chlorthalidon, atenolol) sa preukazalo, ze kontrola
hypertenzie znizi relativne riziko Umrtia 0 23 % a vznik velkych KV prihod
0 32 %. Studia Syst-EUR (nitrendipine) znizila relativne riziko vyskytu fatalnej
aj nefatalnej NCMP pri kontrole systolickej hypertenzie az o 42 %. Latky, ktoré
zasahuju do RAAS (inhibitory ACE, sartany, blokatory reninu), mézu mat
benefit na uz pritomné kardiovaskularne ochorenie popri samotnom znizovani
hodnét TK.

Sartany maju vybornu tolerabilitu s profilom neziaducich UGcéinkov
podobnych placebu. Pretrvavajici suchy kasel, ktory sa vyvinie u ¢asti
pacientov lie€enych ACEI, pri lie¢be sartanmi sa nepozoruje. Zavery $tadii
LIFE (losartan vs. atenolol) a SCOPE (candesartan vs. aktivna kontrolna
lieGba) preukazali u hypertonikov redukciu NCMP o 25, resp. 28 %. Zaroven
sa preukazalo, ze antihypertenzivna lie¢ba ovplyvriujica RAAS, predstavuje
benefit naviac ako len samotnym znizenim hodn6t TK. V sekundarne
preventivnej §tadii PROGRESS (perindopril, indapamid vs. placebo) sa
dosiahli vyznamné vysledky - aktivna lie¢ba redukovala riziko recidivy NCMP
045 %, pricom podobna redukcia nastala u hypertonikov aj normotonikov.

Studia MOSES (MOrbidity and mortality after Stroke - Eprosartan
compared with nitrendipine for Secondary prevention) pracovala s hypotézou,
Ze u hypertonikov s rovnakou hodnotou TK ako u kontrol, eprosartan bude
efektivnejsi pri redukcii cerebrovaskularnej (CV) a kardiovaskularnej (KV)
morbidity a mortality. Inkliznymi kritériami boli: 1. AH vyZadujuca terapiu, 2.
plus jeden z dal$ich znakov v priebehu 24 hodin pred zaradenim do $tddie -
cerebrélna ischémia (TIA, PRIND, kompletnd NCMP), cerebralne krvacanie.
Primarny ciel bol celkova mortalita plus celkovy pocet KV a CV. Sekundarne
ciele: zmeny v mentalnej kapacite a funkény status (Barthel Index a Rankin
Scale), individualne parametre kombinovaného primarneho ciela.

Priemerna doba sledovania bola 2,5 roka. Randomizovanych bolo 1 405
pacientov (710 pacientov v ramene s eprosartanom a 695 pacientov liecenych
nitrendipinom). Kontrola sTK a dTK bola porovnatelnd u oboch skupin,
s nesignifikantnou tendenciou k lep§im hodnotdm u eprosartanu. Celkova
morbidita a mortalita, ako primarny ciel preukazala signifikantne nizsie riziko
u skupiny lie¢enej eprosartanom (riziko redukcie 21 %, p = 0,014). Vyskyt
CV prihod bol v skupine s eprosartanom o 25 % nizsi oproti skupine lie¢enej
nitrendipinom (p = 0,02) a KV prihod 0 25 % nizsi.

Zavery klinickej $tadie MOSES: 1. Hodnoty TK boli signifikantne
a porovnatelne znizované oboma typmi lie¢by. Eprosartan redukoval
incidenciu primarneho kombinovaného ciela (mortalita a vSetky CV a KV prihody)
021 %. Eprosartan redukoval vSetky cerebrovaskularne prihody 025 %
(p = 0,06). 2. Eprosartan signifikantne a porovnatelne znizuje TK a udrzuje
jeho hodnoty dlhodobo u vysoko rizikovej populacie pacientov. V porovnani
s blokatorom Ca kanala, nitrendipinom, eprosartan poskytuje dalSie benefity,
¢o sa tyka CV a KV sledovanych cielov. Tieto dosiahnuté benefity presahuju
antihypertenzivny efekt eprosartanu.
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SYMPOZIUM FIRMY SANOFI-AVENTIS

Piatok, 9. oktéber 2009

10.00 - 11.00 h

Hlavna sala

Téma: Komplexny kardio-metabolicky pristup v liecbe rizikového pacienta

POTREBA TESNEJ KOMPENZACIE DIABETU
V PREVENCII KARDIOVASKULARNYCH KOMPLIKACII

Galajda P, Mokari M.
|. interné klinika, JLFUK Martin

Diabetes mellitus (DM) je ochorenie, ktorého vyskyt vo svete v si¢asnosti
dosiahol pandemicky charakter. Rychlo rastici trend ochorenia je pozorovany
aj na Slovensku, kde kazdoroc¢ne pribudne asi 6 - 8 000 novych pacientov.
PodTla projektu Slovenskej diabetologickej spolo¢nosti ,Prevalencia diabetes
mellitus na Slovensku® sa DM vyskytuje u7 % populacie, pricom 30 %
diabetikov uz toto ochorenie ma, ale o nom nevie. Cize z celkového poctu
diabetikov 350 000 v Slovenskej republike je okolo 100 000 so zatial
nepoznanou formou ochorenia.

DM je jednou znajzavaznejSich aekonomicky najnéarocnejsich
chronickych chordéb. V st¢asnosti je hlavnou priinou slepoty, zlyhania
obli¢iek, ako aj amputécii na doInych konéatinach z inych ako pourazovych
pricin. Velmi zavaznou je problematika kardiovaskularnych (KV) ochoreni,
kedZe v porovnani s beznou populéciou je riziko ich vzniku u diabetikov 4 -
8 krat vyssie a progndza tychto komplikacii v porovnani s nediabetkmi byva
horsia.

Prinos efektivnej lieCby a kompenzacie DM na prevenciu KV komplikaci
hodnotili rozsiahle mortalitno-morbiditné $tudie. Udaje zo S§tidie DCTT
(Diabetes Control and Complications Trail) z r. 1993 potvrdili, Ze intenzivnou
lie€bou DM 1. typu mozno signifikantne redukovat predovSetkym
mikrovaskularne komplikacie diabetu. Novsie epidemiologické data u tejto
populécie priniesla tudia EDIC (Epidemology of Diabetes in Complications)
zr. 2005 s 1 340 pacientmi zDCCT $tudie. Priemerna doba sledovania
pacientov v obidvoch studiach spolu bola 17 rokov. Studia EDIC ukéazala, ze
intenzivna kontrola glykémie u pacientov s DM 1. typu znizuje riziko ochorenia
koronarnych tepien, s poklesom vyskytu fatalneho infarktu myokardu (IM),
cievnych mozgovych prihod (CMP) a mortality az 0 57 % oproti pacientom
liecenych konvencnou lie¢bou.

NajstarSou a najcitovanejSou intervenénou $tudiou u pacientov s DM 2.
typu je UKPDS (United Kingdom Prospective Diabetes Study) z r. 1998, v ktorej
bolo zaradenych 5 000 pacientov s novodiagnostikovanym DM a nésledne
lie¢enych 10 rokov intenzivnym alebo konvenénym rezimom. Bolo dokazané,
ze normalizacia glykémii vedie k redukcii mikrovaskularnych komplikaci,
avSak k vyznamnému znizeniu makrovaskularnych komplikéacii nedoslo.
Podrobny rozbor potvrdil, Ze pacienti, ktori dosiahli va¢si pokles HbA, . mali
vyznamny pokles vSetkych diabetickych komplikécii, vratane KV. V roku 2008
bola uverejnena praca (Holman R. a spol.), hodnotiaca nasledné 10-roéné
monitorovanie intenzivnej kontroly glykémie u diabetikov 2. typu, zaradenych
do $tudie UKPDS. Studia zistila, Ze dlhodobo pokracovala redukcia rizika
mikrovaskularnych komplikacii i redukcia rizika IM a Umrti z akejkolvek priciny.

Z dal$ich nedavno publikovanych §tudii hodnotiacich vplyv intenzivnej
kontroly hyperglykémie na makrovaskularne komplikacie je nutné spomenut
studie ACCORD (Action to Control Cardiovascular Risk in Diabetes), ADVANCE
(Action in Diabetes and Vascular Disease, Pretenex and Diamicron MR
Controlled Evaluation), VADT (Veteran Affairs Diabetes Trial). Studie potvrdili,
ze intenzivna lie¢ba hyperglykémie vedie k znizeniu rizika KV komplikacii za
podmienok vcéasného zahdjenia lieCby, svacésim benefitom u mladsich
pacientov bez pritomnych KV komplikécii. Nevyhnutnou je individualizovana
lieCba s dorazom na bezpecnost (s vyuzitim liekov s nizkym rizikom
hypoglykémie) a komplexnost lie€by s ovplyvnenim dal$ich rizikovych
faktorov.

TERAPEUTICKE MOZNOSTI DOSIAHNUTIA CIELOVYCH
HODNOT KRVNEHO TLAKU U PACIENTOV
S METABOLICKYM SYNDROMOM

Tkac |.

IV. interna klinika, Centrum excelentnosti pre vyskum aterosklerozy a jej
komplikacii - srdcového a mozgového infarktu, UPJS LF, KoSice

Metabolicky syndrom (MS) postihuje priblizne jednu Stvrtinu nasej
populécie. Artériova hypertenzia je velmi Casta u jedincov s metabolickym
syndromom, nakofko hodnoty krvného tlaku v prehypertenzivhom
a hypertenzivnom rozmedzi patria medzi diagnostické kritéria MS. Hypertenzia
pri metabolickom syndrome suvisi s pritomnostou inzulinovej rezistencie
a patofyziologickych $tudiach bola utychto pacientov dokézana aktivacia
sympatiku, aktivacia systému renin-angiotenzin-aldosteron (RAAS), ako aj
zavislost hypertenzie na privode soli (salt-dependent hypertension).

Prevazne post-hoc analyzy viacerych randomizovanych §tudii
antihypertenzivnej liecby ukazali, ze lieky inhibujice RAAS (inhibitory ACE
a blokatory receptorov AT, - sartany) znizuji incidenciu diabetu 2. typu
u pacientov s hypertenziou priblizne o 25 %. Niektoré patofyziologické Studie
ukazali, ze inhibitory RAS vedu k zlep8eniu inzulinovej senzitivity, ¢o by
vysvetlovalo vyssie uvedeny Ucinok v prevencii rozvoja diabetu. Na zaklade
tychto poznatkov, ako aj priaznivych u¢inkov na spomalenie progresie
diabetickej nefropatie su lieky inhibujuce RAS liekom prvej volby u diabetikov.
Analogicky mozno predpokladat, Ze rovnaké lieky budu prinosné aj v liecbe
hypertenzie pri MS. Vaé&$ina pacientov s diabetom 2. typu a vyznamny podiel
pacientov s MS potrebuji na kontrolu hypertenzie viac ako jedno
antihypertenzivum. Zaspektu kontroly krvného tlaku a patogenézy
hypertenzie su logickym liekom volby do kombindcie tiazidové diuretika.
Nevyhodou tychto liekov, ak st podavané vo vy$sej davke, je zhor$enie
glukdzovej tolerancie a lipidového spektra. Preto volné alebo fixné kombinacie
obsahuju zvy€ajne niz$ie davky tiazidov, ktoré nemaji uvedené negativne
metabolické G¢inky. Knegativnemu efektu na metabolizmus glukézy
dochadza, ak sa po diuretiku vyvinie hypokaliémia. Nakolko v$ak inhibitory
RAAS maju na kaliémiu opaény efekt, pri vy$Sich davkach tychto liekov
kombinovanych s tiazidmi je efekt na kaliémiu neutrainy.

V pripade potreby pouzitia trojkombinacie antihypertenziv sa javi ako
vhodny treti liek do kombinacie preparat zo skupiny blokatorov kalciovych
kanalov. Betablokatory maju prevazne negativny efekt na inzulinovu senzitivitu,
i ked tento efekt je niz8i u dualnych preparatov, ktoré maju aj a,-blokujicu
aktivitu. Priaznivy efekt na inzulinovu senzitivitu maju a,-blokatory a agonisty
centralnych imidazolinovych | -receptorov. U tychto dvoch skupin preparatov
vS§ak chybaju dlhodobé randomizované studie ukazujlce ich prinos aspon
ako suUcast lieCebnych kombinacii. V kone€nom dosledku je hlavnym
prinosom antihypertenzivnej liecby v prevencii aterosklerézy dosiahnuté
znizenie krvného tlaku, i ked je vhodné zohladnit vy$sie uvedené metabolické
vedlajsie ucinky u pacientov s MS, ktori maju a priori zvy$ené riziko rozvoja
diabetu 2. typu.
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$TUDIA ACTIVE-I: RIZIKOVY PACIENT S ATRIALNOU
FIBRILACIOU (ATRIAL FIBRILLATION CLOPIDOGREL
TRIAL WITH IRBESARTAN FOR PREVENTION OF
VASCULAR EVENTS)

Murin J.

I. internd klinika FN a LF UK, Bratislava

Hypertenzia je najsilnej8im rizikovym faktorom vzniku (udrziavania)
fibrilacie predsieni. Predizenim veku a lep$ou liebou kardiovaskularnych
chordb, napr. lie€bou akutneho infarktu myokardu, sa pdsobenie hypertenzie
u prezivajucich predlzuje a zvyraziuje - Co dnes prispieva k epidémii
,predsienovej fibrilacie“ (u osob starsich 80 rokov je to asi 10-percentny
vyskyt).

Predsiefiova fibrilacia (PF) je naj¢astejSou arytmiou v klinickej praxi.
Sposobuje véazne problémy: podporuje vznik aprogresiu chronického
srdcového zlyhavania, vyvolava kardio-embolizaéné prihody (hlavne cievne
mozgové prihody, NCPM, ktoré st obvykle s taz§im klinickym priebehom ako
trombotické prihody), zvySuje rehospitalizacie a invalidizacie postihnutych,
a preto zhor$uje i mortalitu a kvalitu Zivota prezivajucich.

Isté udaje z klinickych $tudii s pouzitim inhibitorov renin-angiotenzin-
aldosteronového systému (RAAS, t. . ACE inhibitory a sartany) preukazali,
Ze tato lie¢ba oddaluje vznik PF.

Cielom klinickej $tudie ACTIVE | bolo testovat hypotézu — mozno inhibiciou
RAAS a znizenim krvného tlaku (lie¢bou irbesartanom) redukovat spolo¢ny

vyskyt ,NCPM —infarkt myokardu — vaskularne Umrtie — hospitalizacie pre
srdcové zlyhanie® u rizikovych pacientov ? (iSlo o pacientov s dokumento-
vanou (aspon prechodne) PF a aspor jednym dal$im rizikovym faktorom: vek
nad 75 rokov, hypertenzia, prekonand NCPM, hoci i tranzitorna, ejekéna
frakcia pod 45 %, periférne artériové ochorenie a ak bol vek 55 az 74 rokov,
tak bola potrebna pritomnost ischemickej choroby srdca alebo diabetu) -
teda v redlnej praxi su to Casti a rizikovi pacienti.

V $tudii randomizovali 9 016 pacientov (priemerny vek 70 rokov, 40 % Zien,
PF: permanentnd u65 % pacientov, perzistentnd u 14,5 % pacientov
a paroxyzmalna u 20 % zaradenych, srdcové zlyhanie pri zaradeni bolo u 32 %
zaradenych, TK 138/83 mmHg, srdcova frekvencia 75/min, v$etci mali dobru
lieCbu: ACEI 60 %, betablokatory 55 %, diuretikd 54 %, kalciové blokatory 27 %,
aspirin 59 %, warfarin 38 %, digoxin 35 %, antiarytmika 23 %) rovhomerne do
ramena lieCby irbesartanom versus placebom. Irbesartan znizil TK o 3/2 mmHg
v priemere viac nez ,placebo*, ale pacienti obvykle uZivali kombinovanu
antihypertenzivnu lie¢bu (az 35 % uzivalo viac ako tri antihypertenziva).

Vysledky: 1. Primarny ciel bol priaznivo ovplyvneny lieCbou irbesartanom
(pokles prihod 0 6 %), ale nebol tatisticky vyznamny. 2. Hospitalizacie pre
srdcové zlyhanie boli vyznamne nizsie o 14 % v ramene lie¢by irbesartanom.
3. Embolizaéné prihody (NCPM i tranzitorné, iné embolizacie) tiez poklesli
vyznamne o 13 % v irbesartanovom ramene lie€by (tento ciel nebol vopred
Specifikovany).

Zaver: Hypertenzia je hlavnym rizikovym faktoromn vzniku PF ale
i srdcového zlyhavania. Samotny vznik PF podporuje okrem embolizaénych
prihod aj progresiu srdcového zlyhavania. Lie¢ba irbesartanom znizila krvny
tlak a ovplyvnila priaznivo hospitalizacie pre srdcové zlyhavanie ipre
embolizaéné prihody.

Poznamka redakcie: Suhrny z prednasok z vedeckych podujati neprechddzaju jazykovou ani obsahovou korektirou, preto za ich spravnost redakcia nezodpoveda.
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TELMISARTAN A METABQLICKY SYNDROM PO
TRANSPLANTACII SRDCA

Luknédr M, Goncalvesova E, Lesny F, Fabian J.

NUSCH, a. s., Bratislava

Clin Transplant 2009 Feb 17 [Epub ahead of print]

Uvod: Metabolicky syndrém (MS) je zoskupenie abnormélnych kli-
nickych a laboratérnych nélezov, ktoré su zvycajne v tizkom vzfahu
s inzulinovou rezistenciou. Pozostdva z artériovej hypertenzie, obezity
abdomindlneho typu, dyslipidémie so zvy$enou koncentraciou triacylgyl-
cerolov a nizkou koncentraciou HDL cholesterolu a porusenej tolerancie
glukdzy, ktoré su Casto asociované so zvySenym koagulacnym stavom
a aktiviciou zépalu. Sucasny vyskyt tychto rizikovych faktorov po trans-
plantécii srdca moze urychlit rozvoj vaskularnej choroby Stepu a dalSicho
kardiovaskuldrneho postihnutia. Uprava MS by mohla znamenat zniZenie
kardiovaskuldrnej morbidity a mortality po HTx. Préce z ostatnych rokov
naznacujt, Zze komponenty MS by bolo mozné zasiahnut pomocou latok
oplyviiujucich receptory PPAR-y. Tieto zohrdvaji vyznamnu tlohu
v reguldcii metabolizmu sacharidov a lipidov. Zistilo sa Ze telmisartan,
ktorého hlavnym uc¢inkom je inhibicia receptorov pre angiotenzin I, G¢in-
kuje aj ako parcidlny agonista receptorov PPAR-y. Utinok telmisartanu
na komponenty MS v podmienkach po orgdnovej transplanticii zatial
neboli popisané.

Cielom tejto prace bolo zhodnotit vplyv telmisartanu na klinické
a laboratérne komponenty metabolického syndrému po HTx.

Pacienti a metody: Sledovali sme 15 pacientov (13 muzov) 88 * 25
mesiacov po HTx s priemernym vekom 55 = 12 (20 — 60) rokov. U 8 pa-
cientov bola dovodom HTx dilata¢nd kardiomyopatia, u 5 koronarna cho-
roba a u 2 pacientov iné ochorenie srdca. Vsetci pacienti vyhovovali dia-
gnostickym kritéridm metabolického syndrému podia NCEP ATP I11. Vsetci
pacienti mali artériovd hypertenziu a hyperlipidémiu. 8 pacientov malo dia-
betes mellitus 2. typu alebo poruienii toleranciu glukdzy. 14 pacientov spi-
nalo kritérium zvy$eného obvodu pasa (muzi 102 cm a Zeny 88 cm).

Vsetci pacienti uzivali kombinovant imunosupresivnu liecbu, ktorej
zékladom bol cyklosporin. Vsetci pacienti dostavali 80 mg fluvastatinu/
den ako prevenciu vaskularnej choroby Stepu. Vsetkym pacientom sme
do liecby pridali telmisartan pre potransplanta¢nu artériovi hypertenziu.
Pri vstupnej névsteve sme zaznamenali hodnoty sledovanych ukazovate-
Tov, ktoré su zhrnuté v tabulke 1. Nésledne sme zacali podévat telmisar-
tan v davke 80 mg/den. Po 20 + 5 tyzdiloch sme stanovili a vypocitali rov-
naké klinické a laboratdérne parametre ako pri vstupnej navsteve. Rozdiely
sme zhodnotlili pomocou Studentovho t-testu prisposobeného na malé
pocty.

Tabulka 1 Sledované parametre

klinické laboratorne
BMI (index telesnej hmotnosti) cholesterol (celkovy, LDL, HDL)
obvod pasa triacylglyceroly

tlak krvi (ambulantné monitorovanie) ~ SCRP
glykémia nalacno
imunoreaktivny inzulin (IRI)
C-peptid
index HOMA

Vysledky: V porovnani so vstupnym vyStrenim sme po podéavani tel-
misartanu zaznamenali signifikantné znizenie koncentrécie glykémie na-
lacno (6,7 vs. 5,6 mmol/l, p < 0,02), IRI (8,8 vs. 8,5 uU/ml, p = 0,05),
indexu HOMA (7,3 vs. 5,8 mmol/lxuU/ml, p < 0,05), a C-peptidu (4,0 vs.
3,3 ng/ml, p < 0,02). Vysledky si uvedené v grafe 1. Nezistili sme vyznam-
né rozdiely BMI, obvodu pésa, systolického a diastolického tlaku krvi, sé-
rovych koncentrécii celkového cholesterolu, LDL cholesterolu, HDL cho-
lesterolu, triacylglycerolov a hs-CRP. Nezaznamenali sme Ziadne neziaduce
prihody, ktoré by bolo moZzné pripisat posobeniu telmisartanu.

mmol/I uU/ml mmol/IxulU/ml ng/ml
10 p=0,05
9 -
81 p <0,02 p <005
7 -
6 -
5 - p<0,02
4
3 -
2 T T T

G IRI HOMA C-peptid

Graf 1 Parametre inzulinovej senzitivity pred uzivanim telmisartanu
a po nom. G — glykémia nalacno, IRl —imunoreaktivny inzulin, HOMA
— index HOMA (glykémia nala¢no x IRI/22,5)

Zaver: Telmisartan mal priaznivy vplyv na inzulinovd senzitivitu
u pacientov s artériovou hypertenziou a metabolickym syndrémom po
HTX, vyjadrent glykémiou nalacno, IRI, C-peptidom a indexom HOMA.
Nazaznamenali sme ovplyvnenie obezity, sérovych koncentracii lipidov
a systémového inflamacného stavu. Na zéklade vysledkov je mozné vyslo-
vif predpoklad, Ze telmisartan by po HTx mohol prispiet k spomaleniu
progresie metabolického syndromu a prevencii kardiovaskularnej morbi-
dity vratane korondrnej vaskulopatie. Tieto vysledky si v8ak vyzaduji po-
tvrdenie v dlhSom sledovani vo vi¢Som stbore pacientov.

34S Cardiol 2009;18(Suppl. 1):34S



Zbornik rozsirenych abstraktov

RELEVANT INCREASE IN AWARENESS OF THE MOST
IMPORTANT RISK FACTORS AFTER THE MOST
NATIONWIDE CAMPAIGN AS A PART OF THE EUROPEAN
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'Kamensky G, Murin J, *Goncalvesova E, ‘Widimsky P.
"University Hospital Bratislava Ruzinov, Bratislava, 2University Hospital

Bratislava, Bratislava, *National Institute for Cardiovascular Disease,
Bratislava, “University Hospital Kralovske Vinohrady, Prague, Czech Republic

Eur Heart J 2008:(Abstract 83803).

ferred to as the leading symptom in 31% and 64%, respectively. The
campaign was noticed by almost 40% of the population, with highest
visibility on TV, followed by the print media. The most frequent places
where people found information about the campaign were outpatient
and inpatient clinics and pharmarcies.

Conclusion: The MOST intensive public campaign organised by the
SHF and SSC in Slovakia increased awareness at the population level of
the most important RE, and also awareness of heart attack symptoms. It
has offered us the perfect starting point for the preparation of the Natio-
nal Cardiovascular Programme, which is now under final consideration.

Purpose: Using the MOST nationwide
educational campaign for September 2007
to promote the official adoption of the Eu-
ropean Heart Health Charter in Slovakia, to-
gether with increasing the awareness of the
main CV risk factors (RF) in the population.

Methods: The Slovak Heart Foun-
dation (SHF) and the Slovak Society of
Cardiology (SSC), with the support of
the ESC and EU within the scope of the
EuroHeart  project, prepared
a nationwide educational campaign for
September 2007. The independent sur-
vey on the awareness of the most im-
portant CV risk factors and their ap-
preciation was performed by an
independent agency before and after
the campaign. Both surveys consisted of
the nine same key questions. The first
survey before the campaign was perfor-
med in August 2007 on an “as quota”
selection of 1085 representative res-
pondents over 18 years. The second
survey was performed in October 2007
on 1012 representative respondents
using the same method. Representati-
vity was evaluated according to gender,
age, educational status, nationality, size
of county and permanent address. Stas-
tical analysis was performed by the
SPSS programme, and data collection
were performed in agreement with the
ESOMAR codex.

Results: After the second survey awar-

Figure 1

Risk factors evaluation before and after the

MOST Campaigne

“Which of the listed risk factors do you consider the most serious for

cardiovascular diseases?” —

Possibility of maximum 3 answers

0,2%

138%
11,0%

hypertension stress
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Knowledge of correct value of normal
cholesterol level — comparison before and after
the MOST campaign in 2007

“What is the correct value of normal blood cholesterol level?”

eness has improved in all nine categories.
The most important RF according to both

55,6%

surveys were considered hypertension

11%

(49.4% and 61.9%, respectively), smoking

(29.9% and 45.6%, resp.), high cholesterol
level (22.2% and 31.8%, resp.), obesity
(19.7% and 32.0%, resp.), physical inactivi-
ty (6.5% and 13.8%, resp.), diabetes melli-
tus (2.7% and 7.6%, resp.) (Figure 1). Sup-
risingly, stress was considered as the second
most important RF (40.2% and 53.7%,
resp.). The knowledge of correct values of

O august 2007 {before campaign)
B october 2007 (after campaign)

81% 87%

normal blood pressure was fair and did not
change in either survey (72%), but correct
total cholesterol value was given only by
36% and 41.1% of respondents, respecti-
vely (Figure 2). Regarding the knowledge

of heart attack symptoms, chest pain was re- Figure 2

less than S mmol1l

otherfigure
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THE RECURRENCE OF IATROGENIC FEMORAL ARTERY
PSEUDOANEURYSM AFTER OCCLUSION BY
ULTRASOUND GUIDED PERCUTANEOUS THROMBIN
INJECTION

'Madaric J, "Vulev I, 'Mistrik A, 'Vozar M, 'Lederer B, 'Gocar M, 'Kozlovska T,
'Klepanec A, 2De Bruyne B, ?Bartunek J.

'National Cardiovascular Institute, Bratislava, 2Cardiovascular Center, Aalst,
Belgium

Circulation 2008;118:S_1053.

Introduction: The incidence of iatrogenic femoral artery pseudoaneu-
rysm (PSA) after cardiac catheterization ranges from 0.3% to 2% and has
increased over recent years with intensive antiaggregation therapy (1 -5). It
should be noted that even the use of closure devices didn’t decrease the inci-
dence as compared to conventional compressive management (5 — 7). Surgi-
cal repair and ultrasound-guided compression are effective in repairing PSA.
Despite the efficacy of these approaches, each has its drawbacks. Ultrasound
guided thrombin injection (UGTI) is rapid, minimally invasive and highly su-
ccessful treatment of post-catheterization PSA (8, 9). However, the predictors
of the failure of thrombin occlusion, and recurrence of PSA after thrombin
application has not been evaluated. Accordingly the aim of our study was to
evaluate efficacy of this technique and to assess the risk factors associated with
recurrence of femoral PSA after occlusion by thrombin injection.

Methods: We treated 210 patients (pts, male/female: 79/131) aged 76 years
(range 62 — 83) presented with femoral artery PSA after cardiac catheteriza-
tion by percutaneous UGTTI (500 TU/ml solution of activated human throm-
bin). The mean pseudoaneurysm diameter was 2.1 x 1.3 cm. Very small cavi-
ties (less then 1.5x 1.5 cm) suitable for local compressive therapy, and very big
cavities (5 x 5 cm) scheduled for surgery, were excluded from the study. The
factors associated with recurrence of PSA were retrospectively analyzed.

Cardiac catheterization and arterial puncture site closure: In the study period
we realized 14 (023 heart catheterizations via femoral arterial approach. Arterial
sheaths size ranged from 5F to 10E Anticoagulation during the procedure was
accomplished by intravenous unfractionated heparin. None of the pts received
GP IIb/IIa receptor inhibitors or bivaluridin. Arterial closure was achieved by
manual compression alone or in conjunction with a pneumatic compression de-
vice (FemoStop™). Arterial closure devices were not used in this time period. Pts
were ambulated 12 to 24 hours after the catheterization procedure. A groin check
was routinely made after procedure, before ambulation, and prior to discharge.
In a case of local puncture site complication suspicious by physical examination,
the color-duplex ultrasound (CDUS) control was schedule.

Color-duplex ultrasound (CDUS): The CDUS image of femoral ar-
tery PSA was characterized by arterial flow through a narrow neck arising
from the puncture place in femoral artery. Under 2-D ultrasound control
the 20-gauge needle was positioned in the middle of the PSA cavity. Injec-
tion of thrombin was characterized by sudden thrill as a sign of fast blood
thrombotisation in the cavity. Complete thrombotisation of the cavity was
confirmed by the absence of the flow in the PSA after thrombin injection.
Distal arterial Doppler flow in superficial femoral artery was recorded

Table 1 Baseline characteristics

Total number of heart catheterization 14023
Total incidence of femoral pseudoaneurysm 216 (1.5%)
Femoral pseudoaneurysm — thrombin inj. 210
M/F 79/131
Age (years) 76 (62 - 83)
Pseudoaneurysm location (AFC/AFS/APF) 86/90/34
Nu of cavities 14+08(1-4)
Diameter (cm) 21x1.3
Amount of thrombin inj. (ml) 04=02

before and after thrombin application to analyzed eventual distal emboli-
sation or arterial thrombosis after cavity occlusion.

Results: The baseline pts characteristics are given in Table 1. One hun-
dred eighty-three pts were successfully treated by one injection of activated
thrombin [average amount 0.4 + 0.2 ml, immediate success rate 87% (183/
210)]. In 25 pts (12%), immediate short local compression (2 min) following
injection was needed for complete occlusion. Overall success rate was 99%
(208/210). In one case, progression of PSA required conversion to surgical
repair (0.5%). In one patient with preexisting significant stenosis of superfi-
cial femoral artery acute limb ischemia developed after thrombin application
and was successfully treated by pharmaco-mechanical thrombectomy (0.5%).

During the 30-days follow-up recurrence of PSA occurred in 11 pts (5%), exclu-
sively the second and the third day after the first injection. All of them were successful-
ly treated by the second thrombin application. As shown in Table 2, the recurrence of
PSA was associated with obesity (BMI > 30,1 = 042,95% C10.26-0.56,p < 0.0001),
and with extensive combination of antiagregation and anticoagulation therapy (ASA,
thienopyridins, LMWH), (r = 0.64, 95% C10.53-0.73, p < 0.0001).

Conclusion: Ultrasound-guided thrombin injection is a safe and ef-
fective treatment option of iatrogenic femoral artery PSA. It should be
considered as a method of choice in suitable pts. Low rates of recurrence
are associated with obesity and extensive use of combined antiaggrega-
tion and anticoagulation therapy.
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Table 2 Risk of PSA recurrence after thrombin occlusion

Risk factors Pearson r 95% Cl P

Obesity (BMI > 30) 0.42 0.26 - 0.56 < 0.0001
Female gender 0.05 -0.21-0.12 0.6
ASA or thienopyridine 0.1 -0.06-0.27 0.19
ASA and thienopyridine 0.11 -0.25-0.08 0.3
ASA or thienopyridine + LMWH  0.64 0.53-0.73 < 0.0001
Arterial hypertension 0.13 -0.04-0.29 0.14
PAD -0.1 -0.26 -0.07 0.26

AFC — Common femoral artery, AFS — Superficial femoral artery, APF —
Profundal femoral artery, F — Female, M — Male

ASA — Acetyl salicylic acid, BMI — Body mass index, PAD — Peripheral
arterial disease
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HEMODYNAMIC AND AUTONOMIC CHANGES DURING
HEAD-UP TILT TEST IN PATIENTS WITH VASOVAGAL
SYNCOPE

Mitro P, Mudrakova K, Mickova H, Dudas J, Kirsch P, Valocik G.

Clinic of Internal Medicine Ill, Kosice, Institute of Medical Biology, Faculty
of Medicine, Kosice

European Heart Journal 2008;29(Abstract Supplement):276.

Background: Vasovagal syncope (VVS) represents the most common
form syncopen. Sudden sympathetic withdrawal resulting in hypotension,
bradycardia and finally cerebral hypoperfusion was proposed as the prin-
cipal pathogenetic mechanism (1). There are close connections between
sympathetic activity and renin- angiotensin system activity at the various
levels of regulation (central nervous system, kidney and synaptic recep-
tors) (2, 3). Angiotensin II is involved in the enhancement of central sym-
pathetic tone and catecholamine release from the sympathetic nerve ter-
minal via the angiotensin receptor type 1 (4). Given the fact that direct
intracerebral administration of serotonin in experimental animals leads
to sympathetic withdrawal accompanied with hypotension it is speculated
about the role of serotonin in pathogenesis of VVS (5). Intrasynaptic level
of serotonin depends on activity of serotonin transporter (SERT).

A familiar aggregation of vasovagal syncope was (6, 7). Exact type of
genetic predisposition is not known. Polymorphisms of selected genes were
studied. In the study of Newton, I/D polymorphism of ACE gene was not
associated with positivity of HUT (8). In the recent study, Arg389Gly beta-
1 adrenergic receptor gene polymorphism was associated with susceptibi-
lity to vasovagal reaction during tilt testing (9).

The aim of the present study was to investigate the relation of the
renin- angiotensin- and serotonin- system gene polymorphisms to heart
rate, blood pressure and heart rate variability parameters during HUT in
patients with VVS.

Methods: The study included 191 consecutive patients (mean age 44
+ 18 years, 61 men, 130 women) with one ore more episodes of unexpla-
ined syncope who underwent standardized evaluation. Mean number of
syncopal episodes was 3.6 + 1.4. Organic heart disease was present in 55
patients (28%).

In all patients from the study group HUT was performed according
to Italian protocol. Before the test 10 ml of blood was taken from cubital
vein for genetic analysis. Subject were then placed in supine position for
15 minute for hemodynamic stabilization. Heart rate variability for the
evaluation of autonomic nervous tone was calculated in 5 minute inter-
vals using SDNN, RMSSD, LF and HF parameters. Genomic DNA was
extracted from blood lymphocytes. Polymerase chain reaction (PCR) was
used to determine angiotensin converting enzyme I/D (ACE 1/D), angio-
tensinogen M235T (AGT M235T), angiotensin II type 1 receptor (ATR
1 A1166C) and serotonin transporter (SHTTLPR) gene polymorphisms.

Results: The only significant differences in hemodynamic and auto-
nomic parameters were observed between various genotypes of ATR
1 A1166C polymorphism (AA,AC,CC). Baseline SBP was lower in AA

genotype compared to AC genotype (p = 0.01) and tended to be lower
also in comparison to CC genotype (p = 0.13). Similarly diastolic BP (DBP)
at baseline tended to be lower in AA genotype compared to other genoty-
pes although the difference was not statistically significant (p = 0.07).
Minimal SBP and minimal DBP during HUT was significantly lower in
AA genotype compared to AC genotype (p < 0.001) and non-significantly
lower in comparison to CC genotype (p = 0.33 for SBP, p = (.18 for DBP).
Baseline HR was lower in AA genotype compared to AC genotype
(p = 0.003) as well as to CC genotype (p = 0.002). Minimal HR tended to
be lower in AA genotype compared to AC genotype and CC genotype but
the difference was not statistically significant (p = 0.07). Differences in
SDNN were observed during HUT in carriers of various ATR 1 A1166C
polymorphism genotypes. SDNN was higher in AA genotype compared
to AC genotype (p = 0,003) as well as to CC genotype (p = 0.02) in early
phase of HUT (5 minute). Similarly at the end of HUT (at the time of
syncope) SDNN was higher in AA genotype compared to AC genotype
(p = 0.007) and tended to be higher also in comparison to CC genotype
(p = 0.10).

Conclusions: AA genotype of ATR1 A1166C polymorphism was as-
sociated with hypotension during HUT and with higher values of SDNN
parameter of heart rate variability in early as well as in late phase of HUT.
Higher values of SDNN indicate predominance in parasympathetic mo-
dulation and decrease in sympathetic tone. Decrease in sympathetic tone
and blood pressure are the key pathogenetic mechanisms responsible for
vasovagal reaction. AA genotype of A1166C polymorphism in ATR1 gene
may be associated with hypotension and lower sympathetic tone during
HUT in syncopal patients. The role of A1166C polymorphism in genetic
predisposition to vasovagal syncope cannot be excluded.
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HEMODYNAMIC PARAMETERS AND HEART RATE
VARIABILITY DURING TILT TEST IN RELATION TO GENE
POLYMORPHISM OF RENIN-ANGIOTENSIN AND
SEROTONIN SYSTEM

Mitro P, Mudrakova K, Mickova H, Dudas J, Kirsch P, Valocik G.

Clinic of Internal Medicine Ill, Kosice, Institute of Medical Biology, Faculty
of Medicine, Kosice

PACE 2008;31:1571-1580.

Background: A familiar aggregation of vasovagal syncope (VVS) was
described although (1, 2), but the exact type of genetic predisposition is not
known. Polymorphisms of selected genes were studied. I/D polymorphism
of ACE gene was not associated with positivity of head-up tilt test (HUT)
(3). In the recent study, Arg389Gly beta-1 adrenergic receptor gene poly-
morphism was associated with susceptibility to vasovagal reaction during
HUT (4). Sudden sympathetic withdrawal resulting in hypotension, brady-
cardia and finally cerebral hypoperfusion was proposed as the principal patho-
genetic mechanism of VVS (5). In patients with VVS low urinary sodium
excretion was reported (6) and sodium supplementation leads to sympto-
matic improvement (7, 8). Renin-angiotensin system is the most important
system regulating sodium metabolism. Intracerebral administration of sero-
tonin in experimental animals leads to sympathetic withdrawal accompa-
nied with hypotension (9). Chronic SSRI administration leads to down-re-
gulation of central serotoninergic receptors due to their long term exposition
to increased serotonin levels. SSRI (fluoxetine, sertralin and paroxetine)
were shown to be effective in the treatment of VVS (10).

The aim of the present study was to investigate the relation of the renin-
angiotensin and serotonin-system gene polymorphisms to heart rate, blood pres-
sure and heart rate variability parameters during HUT in patients with VVS.

Methods: 191 consecutive patients (mean age 44 + 18 years, 61 men, 130
women) with recurrent syncope who underwent standardized evaluation. In all
patients HUT was performed. Before the test 10 ml of blood was taken from
cubital vein for genetic analysis. Polymerase chain reaction was used to determi-
ne angiotensin converting enzyme I/D (ACE I/D), angiotensinogen M235T
(AGT M235T), angiotensin II type 1 receptor (ATR 1 A1166C) and serotonin
transporter (SHTTLPR) gene polymorphisms. Heart rate variability parame-
ters were calculated in 5 minute intervals (SDNN, RMSSD, LF and HF).

Results: HUT was positive in 117 patients (37 men, 80 women, mean age
43 * 19 years) and negative in 74 patients (24 men, 50 women, mean age 46
= 18years). Differences in hemodynamic and autonomic parameters between
HUT- positive and HUT- negative patients were noted in various genotypes of
ATR 1 A1166C polymorphism. Baseline SBP was lower in AA genotype com-
pared to AC genotype (p = 0.01) and tended to be lower also in comparison to

***p = 0.007

***p = 0.007

Baseline SBP Baseline DBP Minimal SBP Minimal DBP

Figure 1 Blood pressure during head-up tilt test in relation to ATR1
A1166C polymorphism SBP — Systolic blood pressure, DBP —
Diastolic blood pressure

CC genotype but the difference was not significant (p = 0.13). Minimal SBP
and minimal DBP during HUT was significantly lower in AA genotype com-
pared to AC genotype (p < 0.001). Baseline HR was lower in AA genotype
compared to AC genotype (p = 0.003) as well as to CC genotype (p = 0.002).

SDNN was higher in AA genotype compared to AC genotype
(p = 0,003) as well as to CC genotype (p = 0.02) in early phase of HUT
(5 minute). Similarly at the end of HUT (at the time of syncope) SDNN was
higher in AA genotype compared to AC genotype (p = 0.007) and tended
to be higher also in comparison to CC genotype (p = 0.10). Other parame-
ters of heart rate variability were not different between various genotypes .

In summary, carriers of ATR1 A1166C polymorphism AA genotype
showed lower minimal blood pressure during HUT. AA genotype was also as-
sociated with higher values of SDNN parameter of heart rate variability in early
aswell as in late phase of HUT. Higher values of SDNN indicate predominance
in parasympathetic modulation and decrease in sympathetic tone. Decrease in
sympathetic tone and blood pressure are the key pathogenetic mechanisms
responsible for vasovagal reaction. Thus, the role of A1166C polymorphism in
genetic predisposition to vasovagal syncope cannot be excluded.
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SMOKING IS ASSOCIATED WITH DECREASED RISK OF
METABOLIC SYNDROME AND DIABETES MELLITUS IN
SLOVAK OUT-WARD PATIENTS. STUDY NEMESYS.
Kosmalova V, Husarova V, Caprnda M, Lietava J.

2-nd Department of Internal Medicine, Commenius University, Bratislava

Introduction: Project NEMESYS (NEw MEtabolic SYyndrome in
Slovakia) represents crosssectional multicentric screening of metabolic
syndrom between 10 300 consequetive out-ward patients of 54 general
practitioners in whole territory of Slovakia (1). Project found 41.7% pre-
valence of MS (due to IDF criteria) (37.6% in males; 45.5% in females;
p < 0.001) between given patients. Extremely high was prevalence of ab-
dominal obesity in whole group reaching 65.9%, with significant preponde-
rence in females as compare to males [(74.9% vs. 60%) (p < 0.001)].

In NEMESYS project individual components of metabolic syndrom
had also high prevalence and they were unsatisfactorily controlled — arte-
rial hypertension was controlled only in 9.1%, triglycerids were uncon-
trolled in one third of patients. Smoking addiction unequivocally accele-
rates atherosclerosis and substantially increases risk of acute cardiovascular
(CV) syndromes. The metabolic syndrome (MS) as a cluster of metabolic
abnormalities, associated with abdominal obesity and impaired glucose
metabolism, dyslipidemia and hypertension, also causes high CV risk- if
present, the increase of cardiovascular and total mortality is 3.55-fold hi-
gher (2). In project NEMESYS it was shown, that smoking has ambiguous
position in MS - perhaps due to suppression of appetite and tendency to
limit a weight gain.

Methods: Crossectional multicentric study NEMESYS stated MS in
8 754 consequetive out-ward patients aged over 18 yrs in general practito-
ners (GP) (54 centres) throughout Slovak territory. Each centre was ex-
pected to recruite 200 subjects from consequetive patients, who visited
the GP out-ward practise during one week.

There was no exclusion criteria (except subjects unwilling to sign In-
formed consent and relatives who came for drug prescription). An infor-
mation about the aim of study was given to each patient and then infor-
med consent was subscribed. Each patient then undergoes: 1. Basic
anamnesis (smoking habits, diabetes mellitus). 2. Basic characteristics (gen-
der, age, height and weight). 3. Measurement of waist circumference and
blood pressure. 4. Statement of lipid spectrum [actual or from documen-
tation (less than 6 month)]. 5. History of highest glycemia and drug anam-
nesis (all investigators obtained list of drugs used for therapy of metabolic
syndrome).

Metabolic syndrome was defined according IDF criteria (3). Central
obesity defined by ethnic-specific waist circumference criteria = 94 cm in
Europid men, 2 80 cm for Europid women and any of the following four
components: 1. Elevated triglycerids (Tg): = 1.7 mmol/l or specific treatment
for this lipid abnormality. 2. Low HDL cholesterol: < 1.03 mmol/l in men,
< 1.29 mmol/l in women or specific treatment for this lipid abnormality.
3. Raised blood pressure: systolic BP > 130 and /or diastolic BP > 85 mmHg,
or treatment of previously diagnosed hypertension. 4. Impaired fasting
glycaemia: fasting plasma glucose = 5.6 mmol/l or previously diagnosed
type 2 diabetes.

Smokers were defined as pts smoking daily, exsmokers were pts not
smoking for the period of at least two years.

Results: (sce Table 1 and Table 2). Out-ward patients aged 52.9 % 16.1
yrs (18 — 96 yrs) exhibited 41.7% prevalence of MS (37.6% in males; 45.5%

infemales; p < 0.001). Smokers formed 21.9%, non-smokers 73.1% and ex-
smokers 4.4% of the pts. Ex-smokers had most often diagnosed MS (48.8%),
followed by non-smokers (44.9%) and smokers (33.0%) (p < 0.001). Smokers
were younger (45.0 = 14.0 vs. 55.3 = 15.9 yrs; p < 0.001) and more often
males (32.9%vs. 16.0%; p < 0.001) as compare to non-smokers. Non-smoker
had often diagnosed DM (24.2% vs. 14.2%; p < 0.001) and had wider waist
circumference both in males (96.8 = 12.0 vs. 93.7 £ 12.5 cm; p < 0.001)
and females (90.4 = 15.0 vs. 84.4 = 15.0 cm; p < 0.001). Female smokers
shown significantly lower blood pressure (BP) (SBP - 125.6 + 18.0 vs. 132.9
+ 188 mmHg; p <0.001)/(DBP-78.6 + 9.4vs.80.5 = 9.0mmHg; p < 0.001)
as compare to non-smokers. Lipid spectrum (TCH, HDL-CH, LDL-CH
and TG) was same in smokers and non smokers. Smokers were less frequ-
ently treated with antihypertensives (37.6% vs. 61.1%; p < 0.001) and hy-
polipidemics (21.7% vs. 11.1%; p < 0.001). These changes persisted also
after matching patients on age and gender.

Table 1 Results
(%) MS+ (%)

Age (yrs) DM+ (%)

Smokers 21.9 33 45.0 = 14.0 14.2
Non-smokers ~ 73.1 449 553 = 15.9 24.2
Ex-smookers 44 48.8 - -
Significance - p < 0.001 p < 0.001 p < 0.001

MS+ Presence of metabolit syndrome, DM+ Presence of diabetes mellitus
type 2

Table 2 Results (cont)

WC (males) WC (females) SBP (females) DBP (females)
(cm) (cm) (mmHg) (mmHg)
Smokers 937+125 844+150 1256180 786=+94
Non-smokers 96.8 + 120 904 +150 1329+188 80590
Significance  p < 0.001 p < 0.001 p < 0.001 p < 0.001

WC — Waist circumference, SBP — Systolic blood pressure, DBP — Diastolic
blood pressure

Conclusion: Project Nemesys revealed high prevalence of metabolic
syndrome as threatening population risk factor for further increase of car-
diovascular mortality and morbidity. Smoking addiction should be consi-
dered as serious risk factor for CV diseases. Its meaning for development
of metabolic syndrome could be preventing- perhaps mainly as an anorec-
tic factor suppressing appetite and therefore has tendency to limit a weight
gain, however, its meaning for CV prognosis should be evaluated.
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DIURETICS IN HIGH RISK CARDIOVASCULAR
PATIENTS: CONCOMMITANT THERAPY WITH ACE
INHIBITORS INCREASES MORTALITY
Lietava J, Caprnda M, Husarova V, 'Foltanova T.
2-nd Department of Internal Medicine, Comenius Univesity, Bratislava,

'Department of Pharmacology and Toxicology, Faculty of Pharmacy,
Comenius University, Bratislava

Purpose: Guidelines for therapy of cardiovascular (CV) diseases are an
important tool to decrease mortality. Effectiveness of the therapy of high risk
CV patients could be counteracted by non-adherence to guidelines and/or
by drug-drug interaction (DDI) in polypragmatic medication. Risk of DDI
increases with number of administered drugs. In Slovakia, the country with
the third highest CV mortality in EU, non adherence to guidelines nor ef-
fect of potential DDI (PDDI) on mortality has not been studied.

Method: Five yrs we followed 849 high-risk pts (435 M and 414 E
aged >55 yrs, mean — 67.2 yrs, 55 — 88 yrs), enrolled into prospective trial
HOPE-TOO. Randomly allocated therapy with multivitamins/placebo fai-
led to affect total mortality, therefore the whole group was analysed irre-
spectively of study therapy. Medication was recorded yearly by direct con-
trol of all boxes with drugs taken by patient except of antibiotics. Yearly
we analysed potential drug-drug interactions (PDDI) of all used drugs in
respect to mortality. Drug follow-up was not part of HOPE-TOO protocol
but it was approved by Steering Committee.

Subgroups with arterial hypertension (AH) (n = 678) and chronic
heart failure (CHF) (n = 281) were analysed for adherence to guidelines
(1) and for effect of PDDI for ACE inhibitors and diuretics on mortality.
Of four PDDI degrees, only degree 3 (serious health-threatening — PDI3)
and degree 4 (life-threatening — PDI4) were considered (2).

Results: The adherence to guidelines in AH pts was unsatisfactory.
Every year, 6% of the AH pts in average were not treated with any antihy-
pertensives (in AH res. in CHF - 8.4% res. 1.5% pts in average). Conside-
rable proportion of AH res. CHF pts were not treated by diuretics (60.8%)
or by ACE-inhibitors (35.8%) during the whole 5 year follow/up and 44,1%
or 34.2% of patients at least one yr in study. ACEI used 83.3% of the AH
pts, of whom 23.5% died. ACEI decreased the risk of mortality [OR = 0.65
(0.42 - 1.00); p = 0.05]. Diuretics used 72.9% of AH pts, of whom 24.5%
died. The diuretic therapy did not influence mortality [OR = 0.92 (0.62 -

1.35); NS]. In average 5.6% of the AH pts used combination ACEI+K
sparing diuretics, which increased the risk of death [OR = 1.59 (1.05 -

pertension

mortalitg'

diuretikaAH1 5 0,92[0,62 - 1,35] 0,670 NS{{

PIKV4AH1 - 1,82 [1,28 - 2,59] ***

PIKV4diurAH1 - 2,38 [1,64 - 3,46] ***

00 05 10 15 20 25 30 35O0R%%CI

Table 1 Risk of death in pts with AH in dependency on presence
diuretic theryp with and without PDDI

2.40); p < 0.03]. Pts with AH and concommitant CHF treated with given
combination shown further increase of risk [OR = 1.75 (1.03 - 2.98); p <
0.04]. Table 1 presents effect of all PDDI 4 and particularly those with
diuretics on total mortality in patients with arterial hypertension.

Conclusion: High risk cardiovascular and arterial hzpertension pa-
tients are improperly treated and endangered by potential drug-drug inte-
ractions. All potential DDI of 4 grade (life-threatening) are associated
with increased mortality, and those with diuretics caused further excess of
mortality. On other hand, especially PDDI4 of ACE-inhibitors with ka-
lium-sparring diuretics are preventable, if possible side effects are detec-
ted, controlled and corrected.
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VASCULAR FUNCTION MODIFICATION IN THE MODEL
OF LONG-TERM CONTINUOUS LIGHT-INDUCED
HYPERTENSION OF RATS

Torok J, Zemancikova A, Krajcirovicova K, Vrankova S, Paulis L,
Pechanova O, Simko F.
Institute of Normal and Pathological Physiology, Slovak Academy of

Sciences, Bratislava, Institute of Pathophysiology, School of Medicine,
Comenius University, Bratislava

Objective: Melatonin, a primary hormone of the pineal gland, is an
important substance that synchronizes the biological clock of mammals.
Its production shows circadian rhythmicity and is strongly affected by li-
ght. Levels of melatonin circulating in the blood reach the highest value
during the middle of the night and decline to lower amounts during dayti-
me. Melatonin has been shown to affect different physiological processes
mainly through its action on the central biological pacemaker, the supra-
chiasmatic nucleus of the hypothalamus. It can also have a direct effect on
multiple physiological systems including cardiovascular system (1). Mela-
tonin was reported to have potent antioxidant properties (2), which could
participate in the mechanism of its antihypertensive effect demonstrated
in experimental (3) and clinical hypertension (4). It has been demonstra-
ted that surgical pinealectomy temporarily increased blood pressure (5)
and administration of exogenous melatonin blocked this rise in blood pres-
sure in pinealectomized rats (6). Continuous light exposure influences the
cardiovascular system (7) and abolishes nocturnal rise of circulating mela-
tonin levels (8). Rats chronically exposed to continuous light represents
suitable model of “functional pinealectomy” (9). There is a shortage of
data on peripheral blood vessel function in this particular model of hyper-
tension. In the present study we investigated whether 6-week exposure of
Wistar rats to continuous 24h/day light can modify blood pressure and
deteriorate vascular function with the focus on potential protection by
vasoactive drugs.

Method: Experiments were performed on male adult normotensive
Wistar rats divided into five groups: a) control Wistar rats — exposed to
normal light/dark cycle (12h/day light, 12h/day dark); b) Wistar rats expo-
sed to continuous light (24 h/day); c) Wistar rats + NG-nitro-L-arginine
methyl ester (L-NAME, inhibitor of nitric oxide synthase; 50 mg/kg/day);
d) Wistar rats exposed to continuous light + L-NAME; e) Wistar rats
exposed to continuous light + L-NAME + captopril (angiotensin-con-
verting enzyme inhibitor; 100 mg/kg/day). Blood pressure was measured
weekly by tail-cuff technique. After 6 weeks of treatment the animals were
sacrificed and body weight and heart weight were determined. Rings of
isolated thoracic aortas were suspended in organ baths containing modi-
fied Krebs solution and connected to a force-displacement transducer for
the recording of isometric tension.

Results: The prolonged exposure of Wistar rats to continuous light
for 6 weeks, beginning at 12 weeks of age, induced elevation of blood pres-
sure from 124 + 1 mmHg (controls) to 151 + 1 mmHg. In controls, L-
NAME treatment increased blood pressure to 173 = 1 mmHg, and in rats
with continuous light even to 183 = 1 mmHg (Figure 1). Simultaneous
treatment with angiotensin-converting enzyme inhibitor, captopril, nor-
malized blood pressure despite continuous light exposure. Continuous li-
ght application induced deterioration of endothelium-dependent relaxa-
tion in isolated rings of the thoracic aorta. Also L-NAME administration
alone or in combination with continuous light decreased endothelium-
dependent relaxation (Figure 2). Its inhibitory effect was partially rever-
sed by the simultaneous captopril administration. Moreover, continuous
light exposure, as well as L-NAME treatment or their concomitant ac-
tion, increased sensitivity of aortic smooth muscle to exogenous noradre-
naline.

Discussion: The major findings of our study are that a) prolonged
exposure of Wistar rats to continuous light caused elevation of blood pres-
sure and reduced endothelium-dependent relaxation of aortae; b) long-

term administration of L-NAME or its combination with chronic exposu-
re of rats to continuous light caused similar elevation of blood pressure
and inhibition of aortic relaxation; c) captopril reduced, at least in part,
blood pressure and improved endothelial function. Elevation of blood
pressure as well as endothelial dysfunction, which was manifested by decre-
ase of endothelium-dependent relaxation of aorta, was probably due to
reduction of circulating melatonin. Moreover, the exposure of rats to con-
tionuous light decreased cardiac nitric oxide synthase activity (10). It is
suggested that deficient melatonin production may result in the lack of
antioxidant action of melatonin and impairment of endothelial nitric oxi-
de production, which was suggested to be enhanced by chronic melatonin
treatment (11).

Conclusion: The results indicate that long lasting exposure of Wistar
rats to continuous light results in elevation of blood pressure and modifi-
cation of vascular responses to vasoactive drugs. This effect could be, at
least in part, mediated by diminution of nitric oxide production.

The study was supported by VEGA grants No. 2/0193/09 and 1/0187/09.
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EFFECT OF LONG-TERM MELATONIN TREATMENT ON
BLOOD PRESSURE AND REACTIVITY OF CONDUIT
ARTERIES IN DIFFERENT STAGES OF GENETIC
HYPERTENSION DEVELOPMENT

Zemancikova A, Térék J.

Institute of Normal and Pathological Physiology, Centre of Excellence for
Cardiovascular Research, Slovak Academy of Sciences, Bratislava

Introduction: Melatonin is an endogenous hormone, which repre-
sents an important element in the circadian system of mammals. Among
its various effects in the organism it has been shown to reduce blood
pressure in both the experimental animals (1) and human beings (2).
Since essential hypertension is pronounced risk factor for various cardi-
ovascular disorders, the effect of melatonin on blood pressure deserves
special attention among its influences on cardiovascular system. The aim
of the study was to investigate how can melatonin treatment in develop-
mental phases influence the process of blood pressure elevation (whether
melatonin can slow down hypertension development or reverse establis-
hed hypertension); whether the possible antihypertensive effect of me-
latonin is associated with amelioration of target organ damage (cardiac
hypertrophy and endothelial dysfunction); whether the effect of mela-
tonin is associated with enhanced sympathetic tone in spontaneously
hypertensive rats (SHR).

Methods: Four-, eight- and twelve-week-old SHR were divided ran-
domly into two groups: control group drinking just tap water, and a group
receiving melatonin (12 mg/kg/day) given in the drinking water for
a period of 4 weeks. Blood pressure was measured weekly by the tail-
cuff technique. At the end of the treatment animals were killed and their
heart weight and body weight was determined. Rings of isolated thora-
cic aorta and mesenteric artery were suspended in organ baths contai-
ning modified Krebs solution and connected to a force-displacement
transducer for the recording of isometric tension. Neurogenic contracti-
le responses were elicited by electrical stimulation of perivascular adre-
nergic nerves.

Results: Long-term administration of melatonin to SHR from 4% to
8" and from 8" to 12" week of life resulted in decrease of blood pressure

increments: the blood pressure was reduced in 8-week-old rats by 13%
and in 12-week-old rats by 10%, and was not greater than that observed in
adult rats with established hypertension (13%) (3). Relative heart weight,
which was increased in all groups of control SHR, was reduced by melato-
nin only in 8-week-old rats but not in 12-week-old rats and rats with estab-
lished hypertension (Figure 1). Maximal contraction of mesenteric artery
to exogenous noradrenaline was reduced in 8-week-old rats, but not in 12-
week-old rats and rats with established hypertension. Contractions of the
mesenteric artery induced by excitation of perivascular nerves were decre-
ased by melatonin in all tested developmental stages only at high frequen-
cy of electrical stimulation. On the other hand, endothelium-dependent
relaxation elicited by acetylcholine in thoracic aorta was not influenced in
any tested group.

Conclusions: These results showed that long lasting administration
of melatonin to SHR with developing spontaneous hypertension results
in decreased increment of systolic blood pressure. This antihypertensive
action of melatonin is comparable with that effect observed in SHR with
established hypertension. Some beneficial effects of melatonin were pre-
dominantly manifested in the youngest group of SHR. It also seems that
inhibitory effect of melatonin on vascular tone mediated by neurogenic
contractions also contributes to its antihypertensive effect in spontaneo-
usly hypertensive rats.

The study was supported by VEGA grants No. 2/6150/28 and 2/0193/09.
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Zbornik rozsirenych abstraktov

PSYCHOSOCIAL PARAMETERS OF COMPLIANCE AND
SURVIVAL OF PATIENTS WITH ADVANCED HEART
FAILURE

Notova P, Goncalvesova E, Wimmerova S, Luknar M, Lesny P, Varga |,
Soésova I, Fabian J.

National Institute of Cardiovascular Disease, Heart Failure and Transplanta-
tion Department, Bratislava, Slovak Medical University, Bratislava

Objective: Compliance is defined as the extent to which a persons’
behavior coincides with the clinical prescription. It is a patient’s adheren-
ce to therapy and medical regimen. Noncompliance can result in worse-
ning of symptoms. Noncompliance is associated with the higher mortality
and morbidity, with decreasing of treatment effects, and with the destabi-
lization of patients. Compliance is critical for care of chronic heart failure
patients. Several psychosocial factors are considered risk factors of non-
compliance. They included persistent anxiety and depressive symptoms,
alcohol and nicotine abuse, lack of social support, low socio-economic
status, presence of the organic psycho-syndrome and worsening of adap-
tation.

Aim: To describe and to analyze frequency of psychosocial parame-
ters of compliance. To compare survival with the regard to presence of
psychosocial parameters in patients with advanced heart failure.

Patients and methods: 412 patients (360 males) admitted to heart
transplantation center for evaluation and not listed for heart transplanta-
tion, mean age 50 = 10.7 years were included. As primary causes of HF
was reported in 60% cardiomyopathy, in 33% ischemic heart disease and
7% of patients suffered from other diseases. 52% of patients were in functi-
onal class NYHA III, 33% in NYHA II and 15% in NYHA IV. The mean
left ventricular ejection fraction was 21 + 4.5%. Median of survival of all
patients was 48 + 5.4 month (CI = 37.4 - 58.6). We used Beck Depres-
sion Inventory (BDI) to assess depression (patient were identify as de-
pressive if BDI score was >/= 10, mild depression if score was 11 — 15,
moderate depression if score was 16 — 23 and score 24 > meant severe
depression), Spielberger Questionnaire of Anxiety (STAI) to assess an-
xiety, Visual Analogue Scale (VAS) for socio-economic status, and Gras-
si’s Organic Test (GTO) and Trail Making Test (TMTB) for organicity.
Cumulative Kaplan-Mayer survival curves were constructed and differen-
ces tested. Survival was evaluated using Log Rank test. The mean BDI
score in the whole group of patients was 10.6 = 6.3. Depression was pre-
sent in 214 (52%) of patients (BDI score > 10). The mean STAI score was
33.2. Anxiety was present (score > 44) in 53% of patients. Subjective eva-
luation on VAS showed that 13% of patients had lack of social support

(score > 3) and 14% had low socio-economic status (score > 3). 20% of
patients were smoking or still drinking alcohol. The organic psycho-syn-
drome was present (GTO score < 16 and TMTB score > 86) in 14% of
patients.

Table 1 Methods

BDI Il. Beck Depression Inventory
(BDI score = 10)

STAI  Spielberger Anxiety Inventory
(STAI score = 44)

VAS-5 Visual Analogue Scale
(5 point scale, score > 3)

GTO  Grassi Organic Test
(GTO score < 16)

TMT  Trail Making Test
(TMT B score > 86)

S| Structured Interview
(score > 3)

Frequency — Intensity of depression
Actual anxiety

Social support

Organic psycho-syndrome

Organic psycho-syndrome

Socio-economic status

Table 2 Compliance Parameters

Parameter Frequency LogRank p

Depression 52% 7.2 0.007
Anxiety 53% 0.11 0.74
Low S-ES 14% 2.023 0.155
Low social support 13% 0.528 0.468
Abuses 20% 0.048 0.826
Organicity 14% 0.053 0.817

Results: The comparison of cumulative survival curves showed shor-
ter survival in patients with high anxiety (LogRank = 0.11, p = 0.74), low
socio-economic status (LogRank = 2.023, p = 0.155), lack of social sup-
port (LogRank = 0.528, p = 0.468), alcohol and nicotine abuses (LogRank
= 0.048, p = 0.826), presence of organicity (LogRank = 0.053,p = 0.817),
but that differences were not significant. Depression (any degree) is only
factor with significant impact of survival. (LogRank = 7.2, p = 0.007).

Conclusions: Prevalence of depression and anxiety among heart failure
patients is high. Depression is only psychosocial parameter of compliance
that significantly predicts shorter survival of heart failure patients. Borderli-
ne differences of survival prediction was found in socio-economic status.
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TRENDS IN RISK FACTORS AND ETIOLOGY OF 606
CASES OF INFECTIVE ENDOCARDITIS OVER 23 YEARS
(1984 - 2006) IN SLOVAKIA
Hricak V, Liska B, Kovackova J, et al.

NUSCH, a. s., Bratislava

Journal of Chemotherapy 2007;19:198-202.

The changing epidemiological profile of infective endocarditis worl-
dwide has generated the need for continuous surveillance of this disea-
se. National as well as international epidemiological and etiological stu-
dies including mortality analysis due to infective endocarditis have been
published within the last 15 years in various parts of the world.
A prospective survey of etiology, risk factors, clinical picture and outco-
me of infective endocarditis in Slovakia was performed for the period
from January 1, 1984 until July 1, 2006 (23 years). Six hundred six cases
of infective endocarditis were reported. This is the first study to evalua-
te changing epidemiological issues of infective endocarditis from 1984
to 20006, divided into four different periods (1984 — 1990, 1991 - 1997,
1998 - 2001, 2002 - 2006). We have described and analyzed the following
variables in patients: age > 60 years, presence of rheumatic fever, ne-
oplasia within recent years, ongoing diabetes mellitus undergoing insu-
lin therapy, intravenous dialysis, previous cardiosurgery within the last
5 years, endoscopy less than a week prior to the onset of infective endo-
carditis. All cardiac abnormalities occuring from neonatal age were de-
fined as vitium cordis. All patients with surgical dental procedure within
1 week before the onset of the first signs and symptoms of IE were con-
sidered as prior dental surgery. Other risk factors included sinusitis/ton-
sillitis 2 weeks before onset of infective endocarditis. We also analyzed
localization (right sided, left sided infective endocarditis, aortic, mitral
position), microbiological etiology of blood or/and valve cultures and
immunological and embolic phenomena. Conservative antimicrobial and
surgical treatment were also evaluated.

Rheumatic fever as well as previous dental surgery showed decreasing
trends within the last 23 years. The decrease in rtheumatic fever observed in
our cohort has also been noted in other EU countries. Also embolic compli-
cations of infective endocarditis declined along with increasing rates of sur-
gically treated patients. No significant changes in etiology were detected
apart from the fact that culture-negative endocarditis increased from 10.7%
to 55% between 1998 — 2001. Increasing number of culture-negative endo-
carditis is an alarming event. This trend was unexpected and it is difficult to
explain the reasons for such a high proportion of culture-negative endocar-
ditis despite improved diagnostic microbiological and clinical methods. One
possible explanation is that the proportion of patients pretreated with oral
antibiotics up 10 days before diagnosis of endocarditis (and before any ap-
propriate therapy started) increased from 20.5 — 21% during the first two
periods of the study to 54.2% during the last period (p < 0.01 - 0.04). Viri-
dans streptococci did not fluctuate significantly during the 4 periods of the
study, representing 12 — 18% of recordes isolates. Leading causes of infecti-
ve endocarditis were staphylococci (22.4% — 48%). In contrast to other stu-
dies observing changes in etiology in the Mediterranean region, and results
of our previously published results from the second and third periods, no
significant trends regarding decrease in viridans streptococci or increase sta-
phylococci were observed. Cardiac surgery increased over the decades. In
the first period (1984 — 1998) only 22.7% of patients were treated with sur-
gery plus antibiotics compared to 50.1% during 2002 — 2006. This trend was
followed by decreasing mortality rates (26.7% in the first period compared
to only 5.3% in the last one) which reflects the overall tendency for early
cardiac surgery with the valve replacement in order to decrease the inciden-
ce of the following complications of infective endocarditis: cardiac failure,
embolization, prolonged septic shock, valvular perforation and other com-
plications associated with increased mortality rates.

In conclusion this is the largest endocarditis cohort published regar-
ding Central/Eastern Europe up to now. Overall mortality was 15% and
the following risk factors were observed: neoplasia as underlying disease,
embolisation, immunologic phenomena, dialysis, i.v. drug abuse, staphy-
lococcal etiology and absence of cardiac surgery.
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IZOPRENALINOM NAVODENE ZLYHANIE SRDCA
U POTKANA JE SPOJENE S FUNKENYMI ZMENAMI
ZAVISLYMI NA OXIDE DUSNATOM

'Kfenek P, 'Kmecova J, 'KuCerové D, 'Bajuszova Z, 'Musil P, 2GaZova A,
'Ochodnicky P, 'Klimas J, 'Kyselovi¢ J.

'Katedra farmakoldgie a toxikologie, Farmaceuticka fakulta UK, Bratislava,
2Farmakologicky Ustav, Lekarska fakulta UK, Bratislava

Eur J Heart Fail 2009;11(2):140-146.

Uvod: Oxid dusnaty (NO) ma viacero t¢inkov, ktoré sa podielajii na
reguldcii Cinnosti srdca za fyziologickych a patologickych okolnosti. Vy-
slovili sme hypotézu, ze pri izoprenalinom (IZO) navodenom zlyhani srd-
ca dochddza k zmenam vo funkcidch srdca zavisljch na NO.

Ciele: Preskiimat funkénd dlohu NO v izolovanych predsiefiach
a kardiomyocytoch a popisat zmeny v expresii NO syntdz a ich alosteric-
kych modulatorov pri izoprenalinom navodenom zlyhani srdca u potkana.

Metédy: Potkanom kmena Wistar sme podavali izoprenalin intrape-
ritonedlne v davke 5 mg/kg/den pocas jedného tyzdna. EKG
a hemodynamické parametre sme merali pomocou katetrizicie favej ko-
mory v tribromoetanolovej anestéze. S pouzitim inhibitora NO syntdz sme
hodnotili Glohu NO na frekvenciu izolovanych predsieni a mieru skrate-

nia elektricky stimulovanych kardiomyocytov izolovanych z lavej komory.
Expresiu endotelovej, indukovatelnej a neurondlnej NO syntézy, ako aj
ich alosterickych modulatorov hsp90, kaveolinu-1 a kaveolinu-3 sme hod-
notili pomocou western blot analyzy.

Vysledky: Tyzdilové podavanie IZO zvysilo masu lavej komory o 33 %
(P < 0,05), vyvolalo fibrézu a vyrazne zhorsilo ukazovatele ¢innosti favej
komory — maximalnu rychlost kontrakcie a relaxdcie a dp/dt max, resp.
dp/dt min (obe P < 0,05), ako aj maximalny vivinuty lavokomorovy tlak
(P < 0,05). Na EKG zéznamoch bola zrejmé negativna T-vIna. Izolované
predsiene potkanov so skupiny so srdcovym zlyhanim mali za bazalnych
podmienok nizsiu frekvenciu (P < 0,05). Inhibicia NOS s L-NAME zvy-
Sila bazalnu frekvenciu a oslabila pozitivne chronotropny efekt beta adre-
nergnej stimuldcie v skupine so srdcovym zlyhanim (P < 0,05). Myocyty
izolované zo zlyhdvajicej lavej komory mali zniZzené bunkové skratenie
(P < 0,05). Inhibicia NOS znizila kontraktilitu kontrolnych (P < 0,05),
nie vSak zlyhavajicich myocytov. Expresia eNOS, jej pozitivneho aloste-
rického modulatora hsp90, iNOS, nie v§ak nNOS alebo negativnych mo-
dulatorov NOS kaveolinov, boli zvysené (P < 0,05).

Zaver: Naprick zvySenej teoretickej kapacite pre syntézu NO pri izo-
prenalinom navodenej hypertrofii, NO v tejto situdcii nestimuluje kon-
traktilitu zlyhdvajdcich myocytov. NO vSak moZe Ciastocne zodpovedat za
znizenu tepovi frekvenciu a moze akcelerovat pozitivne chronotropny
efekt beta adrenergnej stimuldcie v tomto modeli.

Poznamka redakcie: Suhrny z prednasok z vedeckych podujati neprechddzaju jazykovou ani obsahovou korektirou, preto za ich spravnost redakcia nezodpoveda.
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vyhlasuje sutaz

o najlepsie originalne publikacie
uverejnené v casopise Kardiologia
v roku 2009

Vypisané odmeny:

1. najlepsia publikacia 995,81 EUR (30 000 Sk)
2. najlepsia publikacia 497,90 EUR (15 000 Sk)
3. najlepsia publikacia 165,97 EUR (5 000 Sk)

do 35 rokov 497,90 EUR (15 000 Sk)
Vyhodnotenie najlepsich publikdcii vykond
Vybor Slovenskej kardiologickej spolocnosti a vysledky
sufaze budu uverejnené v Casopise Kardioldgia v Cisle 5/2010
Sutaz sponzoruje firma Servier, a. s.
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Pokyny pre
prispievatel’'ov

Casopis KARDIOLOGIA/CARDIOLOGY uverejiiuje pré-
ce z oblasti klinickej a experimentdlnej kardioldgie, kardiochi-
rurgie, klinickej fyzioldgie a patofyzioldgie, preventivnej kar-
diolégie a epidemiolégie. Casopis uverejiiuje povodné préce,
prehladné referéty, popisy pripadov, spravy z kongresov a $tu-
dijnych pobytov, osobné spravy, listy redakcii, informécie
o novych knihach, informdcie o kardiologickych podujatiach
a informacie zo Slovenskej kardiologickej a Slovenskej hyper-
tenziologickej spolocnosti.

Casopis uverejiiuje aj clanky farmaceutickych firiem so zretel-
nym oznacenim uvedenej firmy a jej konzultanta. V pripade, Ze
autor alebo spoluatutor ¢lanku je zamestnancom farmaceutike;
firmy, jej zretelné oznacenie treba uviest v ¢asti adresa autora.

Predlozend praca moZe byt publikovand v slovenskom alebo
v Ceskom jazyku s anglickym stihrnom alebo v anglickom jazyku
so slovenskym, resp. Ceskym sihrnom. Praca musi obsahovat pre-
hlasenie, Ze nebola a v pripade akceptacie nebude zadana na pub-
likovanie do iného ¢asopisu. Musi byt podpisana v§etkymi autormi
na znak ich sithlasu s obsahom rukopisu. Prijaté price sa stivaji
trvalym vlastnictvom ¢asopisu a bez pisomného stihlasu vydavatela
nesmie byt reprodukovand ziadna Cast akceptovanej prace. Kazda
précaje po odbornej stranke posudzovana 2 anonymnymi recenzen-
tami. Je vhodné, ak autor(i) prace navrhni 3 — 4 mend potencio-
ndlnych recenzentov s kompletnou adresou, vratane telefénnych,
faxovych, pripadne i e-mailovych tdajov. Prijatie je podmienené
vyznamnostou, originalitou a validitou prezentovanej prace, ako
aj trovilou formalneho spracovania. Redakcia si vyhradzuje pravo
vykondvat drobné tipravy, event. skratenie rukopisu.

Za spracovanie rukopisu zodpoveda autor. Rukopisy, ktoré
nezodpovedaji uvedenym pokynom budu autorom vratené bez
predchddzajticej recenzie. Rukopis zasielajte e-mailom na
gk@symekard.sk, pripadne poStou v elektronickej verzii na
CD vo formate WORD. Skratku je potrebné vysvetlit pri prvom
pouziti skracovaného vyrazu (v nadpise a v sihrne sa nesmie po-
uzit). Rukopis by mal obsahovat tivod do problematiky, material
a metodiky, vysledky, diskusiu a sthrn prace.

Titulna strana ma obsahovat ndzov préce, neskratené meno,
priezvisko a tituly vietkych autorov, presny nazov pracoviska, resp.
pracovisk podielajticich sa na publikécii s uvedenim adresy. Nutné
uviest kompletnii adresu pre koreSpodenciu s poStovym smerova-
cim ¢islom, telefonnym, faxovym a e-mailovym Cislom autora, s kto-
rym bude redakcia komunikovat.

Citovana literatiira je zoraden4 tak, aby vietci autori citova-
niv texte boli uvedeni v zozname literattiry a naopak. PouZiva sa
plné forma citdcii t. j. najprv sa uvedie priezvisko a potom skrat-
ka krstného mena autorov. Citacie oznacujeme podla poradia

tak, ako sa objavujii v texte (nie abecedne). V pripade, Ze je au-
torov viac ako traja, uvedie sa za tretieho autora skratka ,.et al.“.
Potom nasleduje ndzov prace v origindle, medzindrodné skratka
casopisu, rok, ro¢nik (volume), strany od — do. Pocet citacii by
nemal presiahnuf 40.

Priklad citécie casopisu: Hraska V, Slezdk Jjr, Harustiako-
va D, et al. Sledovanie tkanivovej perfuzie v peri a pooperac-
nom obdobi u kardiochirurgickych pacientov. Noninvas Car-
diol 1994;3:3-10.

Priklad citacie knihy: Gregor P, Widimsky P, Niederle P, et
al. Echokardiografie. Praha: Avicenum 1991:347.

Priklad citacie kapitoly v knihe: Feigenbaum H. Echocar-
diography. In: Braunwald E. Heart disease. Philadelphia: W.
B. Saunders 1988:83-139.

Citovat abstrakty z vedeckych podujati mozno iba v pripade,
Ze st uverejnené v peer review casopise. Abstrakty oznacte skratkou
(abstr.) v ztvorke. Necitujte osobné zdelenia, rukopisy v tlaci, ani
Ziadne nepublikované tidaje. Tieto mozno citovat v zatvorkdch.

Podrobnejsie informécie o citovani literatdry si uvedené
v ¢lanku ,,Uniform Requirements for Manuscripts Submitted
to Biomedical Journals“ (Vancouver style, N Engl J Med
1991;324:424-8). Skratky ndzvov Casopisov pouzivat v stilade
s nazvami uvedenymi v Index Medicus.

Struktdrovany sihrn obsahuje maximalne 300 slov. Skla-
dé sa z nasledovnych Casti: ciel prace, metddy, vysledky a zave-
ry. Obsahuje tplny nizov prace a mené a priezviské vietkych
autorov. Vsetky udaje v suhrne su tiez uvedené v texte, tabul-
kach alebo obrazkoch. Nestruktirovany sihrn je vhodny pre
¢lanky prehladné. Na konci sthrnu je potrebné uviest pocet
tabuliek, obrazkov, citdcii a 3-6 klicovych slov. Nutné predlozit
v originale a v dvoch képiach.

Préce, v ktorych sa referuje o experimentoch u ludi, musia
mat uvedené, ¢i pouzity postup bol v zhode s etickymi norma-
mi a ¢i experimenty boli robené v zhode s Helsinskou deklard-
ciou z roku 1977.

Prilohy: Obrézky treba dodat vo formatoch tiff, jpg, cdr ale-
bo eps, grafy vo formate xls, tabulky vo Worde. Obréazky vo for-
me fotokopie alebo fotografie musia byt kontrastné. Neodporica
sa robit ¢ierno-biele fotografie z farebnych diapozitivov, pretoze
sa nekvalitne reprodukujd. Redakcia neprijma obrazky, grafy ale-
bo diagramy, na ktorych su texty pisané volnou rukou alebo pisa-
cim strojom. Farebné obrazky sa reprodukuju iba na et autora.

Pri pouziti obrazku, grafu, tabulky, resp. iného pisomného
materialu z predtym publikovanej prace je nutné dokladovat
sihlas vydavatela daného periodika, resp. knihy.

Adresa redakcie: SYMEKARD s. r. 0., BardoSova 2/A, 831 01
Bratislava 37, tel./fax: 02/5479 1209, e-mail: gk@symekard.sk,
kamensky@ruzinov.fnspba.sk
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Information for
authors

The journal KARDIOLOGIA/CARDIOLOGY publishes artic-
les on clinical cardiology, especially on topics pertaining to clinical
and experimental cardiology, cardiosurgery, clinical physiology, pat-
hophysiology, preventive cardiology and epidemiology. The journal
publishes original articles, review articles, case reports, information
about and reports from congresses and study stays, personal news,
letters to the editor and other matters related to cardiology. The jo-
urnal regularly publishes information the Slovak Society of Cardio-
logy, its working groups and the Slovak Society of Hypertension.

Articles of pharmaceutical companies are published in the
journal with well-marked name of the firm and the consultant. In
case the author or co-author of the article works for the pharma-
ceutical company, the well-marked name of the company has to
be mentioned in the author’s address.

Articles submitted may be written in Slovak or Czech with an
English summary or in English with a Slovak or Czech summary.
The article has to contain the following statement: “The undersig-
ned author warrants that this article is original, is not under consi-
deration by another journal, and has not been previously publis-
hed. I sign for and accept responsibility for releasing this material
on behalf of any and all coauthors.” Accepted articles become the
permanent property of the journal ,KARDIOLOGIA/CARDIO-
LOGY* and may not be reproduced by any means without the writ-
ten consent of the publisher. All articles are reviewed by two ano-
nymous referees. Three or four names and addresses should be
provided of experts, in the authors’ view, could provide objective
and informed reviews of their manuscripts. Acceptance is based on
significance, originality and validity of the presented article as well
as on the level of formal preparation. The editorship reserves the
right to make small corrections or to shorten the manuscript.

Copyright. A covering letter is signed by all authors stating
that they have seen and approved the paper.

Manuscripts. It is necessary to send the manuscript in electro-
nic form (Word) by e-mail on gk@symekard.sk or on a CD by
post. Abbreviations should be spelled out the first time they ap-
pear in the text and followed in parentheses by the abbreviation
(which must not be used in the title and in the summary). The
manuscript should contain the following sections: Introduction,
Materials and Methods, Results, Discussion and Abstract.

The title page should contain the title of the article, the full na-
me(s) and titles of the author(s), the precise name and address of the
institution where the work was conducted. Address for correspoden-
ce should contain full name, exact address with zip code, telephone
number and fax number of the author to whom communications,
proofs and requests for reprints should be sent.

References must be numbered as they occured in the text (not
alphabetically). All authors cited in the text must be included in the
reference list and vice versa. The surnames of the authors followed by
initials should be given. Where there are more than three authors,

after the name of the third author ,,et al.“ should be written. There
should then follow the original title of the article, the international
abbreviation of the cited journal, volume, year, number and the num-
ber of the first and last page. Abbreviations of journal names should
conform to those in Cumulated Index Medicus. Reference list should
conform to that set forth in “Uniform Requirements for Manuscripts
Submitted to Biomedical Journals” (N EnglJ Med 1991;324:424-428)
and number of citations should not be more than 40.

Format for journals: HraSka V, Slezak Jjr, HaruStiakova D, et al.
Sledovanie tkanivovej perfiizie v peri a poopera¢nom obdobi u kar-
diochirurgickych pacientov. Noninvas Cardiol 1994;3:3-10.

Format for books: Gregor P, Widimsky P, Niederle P, et al.
Echokardiografie. Praha: Avicenum 1991: 347.

Format for chapters: Feigenbaum H. Echocardiography. In:
Braunwald E. Heart disease. Philadelphia: W. B. Saunders
1988:83-139.

Cite abstracts only if they are published in peer review jour-
nal. Identify abstracts by the abbreviation “abstr.” in parenthe-
ses. Do not citate personal communications, manuscripts in pre-
paration or other unpublished data. These may be cited in the
text in the parentheses.

Structured abstract. A separate page should be used to provide
a structured abstract of not more than 300 words. It contains the fol-
lowing headings: Objectives, Methods, Results, Conclusion. A nonstruc-
tured abstract is preferred for review articles. It must contain the full
title of the article and the full names of all authors. Abbreviations
should not be used in the abstract. At the end of the same page the
number of tables, figures, references and 3-6 key words should be
listed. Two copies should be sent in addition to the original.

Human experiments. Articles describing experiments on humans
must be accompanied by a declaration that the procedure was in ac-
cordance with ethical norms and that these experiments were in ac-
cordance with the Helsinki Declaration of 1977.

Tables, figures, summary and the reference list must be written
on separate pages. The number of the table or figure should be writ-
ten on the reverse side (e. g. table 1, figure 1), together with the name
of the first author, the abbreviated title of the text (do not write the
name of the first author here) and, in the case of photographs, an arrow
should be used to mark the position of the photograph. The titles of
the tables, graphs and pictures must be written on a separate page
together with legends. The tables and figures must be marked in the
text on the left side. For black and white illustrations, three sets of
glossy prints should be sent. Black and white photographs should not be
made from colour slides because they do not reproduce well. Typewrit-
ten or freehand lettering is unacceptable. Black and white pictures in the
form of photocopy or photograph must be well contrasted. Four-co-
lour illustrations can be reproduced only at the authors own expense.

All figures, graphs, tables and other written material used in
the manuscript already published must be accompany by a writ-
ten agreement of the editorship.

Editorial address: SYMEKARD s.r.0., Ruzinovska 42, 821 01 Bra-
tislava 2, Slovak Republic, tel.: +421/2/48777815, fax: +421/2/
48777816, e-mail: kamensky@ruzinov.fnspba.sk, gk@symekard.sk
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