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POROVNANIE AZITROMYCINU, CEFTIBUTENU A OFLOXACINU V LieCBE
AKUTNEJ EXACERBACIE CHRONICKEJ BRONCHITIDY U GERIATRICKYCH
PACIENTOV

Rudolf NOVOTNY 1, Pavol JARCUSKA2, Adriana LIPTAKOVA3

Comparison of azithromycin, ceftibuten and ofloxacin in the treatment of acute exacerbation
of chronic bronchitis in geriatric patients

( Z 1Internej kliniky Fakultnej nemocnice s poliklinikou J.A. Reimana v PreSove, prednosta h.
doc. MUDr. Rudolf Novotny, PhD., z 2Kliniky pre infek¢né choroby Fakultnej nemocnice L.
Pasteura a Lekarskej fakulty Univerzity P. J. Safarika v Kogiciach, prednosta prof. MUDr.
Ivan Schréter, CSc., a z 3Ustavu lekarskej mikrobioldgie Lekérskej fakulty Univerzity P. J.
Safrika v Kosiciach, prednosta doc. MUDr. Leonard Siegfried, CSc.)

SUHRN:

Vychodisko: Akttna exacerbacia chronickej bronchitidy (AECHB) je ¢astou chorobou v
starSom veku. Jej priebeh moze byt odlisny od pacientov v mladSom veku v dosledku
starnutia imunitného systému a odlisného baktériového osidlenia respiracného systému.

Ciel studie: Porovnat’ klinicku, mikrobiologickt uc€innost’ a bezpe¢nost’ jednorazovej
viacdennej liecby AECHB ziskanej v komunite u pacientov vysSieho veku azitromycinom
(AZI), ceftibuténom (CFB) a ofloxacinom (OFL).

Metody: Vyhodnotili sme udaje z prospektivnej randomizovanej stidie u pacientov s
AECHB, ktori mali viac ako 60 rokov.

Vysledky: Azitromycinom sme lie¢ili 29 pacientov s priemernym vekom 71,7 rokov, 14
muzov a 15 zien, CFT 29 pacientov s priemernym vekom 72,3 rokov, z nich bolo 21 muzov a
8 zien. Ofloxacin sme podavali 30 pacientom s priemernym vekom 71,6 rokov, 14 muzom a
16 Zenam. Na 10. deni od zaciatku liecby sa dosiahla klinickd G€innost’ u 25 pacientov
lieCenych AZI a CFT (86,2 %) a u 26 pacientov lie€enych OFL (86,7 %). V eradikécii
patogénov bol CFT Statisticky signifikantne menej €inny ako azitromycin a ofloxacin.
VedlajSie prihody pocas lieCby sme zaznamenali u 4 pacientov uzivajucich AZI a CFT au
jedného pacienta, ktory uzival ofloxacin.

Zaver: Liecba AZI, CFT a OFL u pacientov s AECHB bola rovnako klinicky u¢inna a
bezpecna, podavanie CFT bolo spojené s nizSou eradikaciou pravdepodobnych patogénov.
KTIacove slova: akutna exacerbacia chronickej bronchitidy — azitromycin — ceftibutén —
ofloxacin — geriatricki pacienti.

SUMMARY:

Background: Acute exacerbation of chronic bronchitis (AECHB) is a frequent disease in old
age. Its course may differ in younger patients due to ageing of the immune system and
different bacterial colonization of respiratory system.

Purpose of the study: To compare clinical, microbiological efficacy and safety of single
several-day treatment of community acquired AECHB in elderly patients by azithromycin
(AZI), ceftibuten (CFT) and ofloxacin (OFL).

Methods: The data of prospective randomized study in over 60 year old patients with AECHB
were evaluated.

Results: 29 patients — 14 males and 15 females — with mean age of 71.7 years were treated by
AZI1, 29 patients — 21 males and 8 females — with mean age of 72.3 years were treated by
CFT. OFL was administered to 30 patients — 14 males and 16 females — with mean age 71.6
years. On day 10 since the treatment initiation, the clinical efficacy in 25 patients treated by
AZI and CFT was 86.2 % and in 26 patients treated by OFL 86.7 %. In the pathogen



eradication CFT was statistically less effective than AZI and OFL. Side effects of the
treatment were recorded in 4 patients taking AZI and CFT and in one patient taking OFL.
Conclusion: AZI, CFT and OFL treatment in patients with AECHB was of the same clinical
efficacy and safety, CFT application was connected with lower eradication of probable

pathogens.
Key words: acute exacerbation of chronic bronchitis — azithromycin — ceftibuten — ofloxacin

— geriatric patients.



Imipeném—meropeném-aztreonAm-rezistentné kmene Acinetobacter baumannii: Spektra a
prenosy multirezistencie dokazuju rozsirenie sa jedného klonu u pacientov velkej fakultnej
nemocnice

Marta BABALOVAL, Jana BLAHOVA, Erich KALAVSKY?2, Kvetoslava KRALIKOVAL,
Vladimir KRCMERY, sen., 1,4, Radko MENKYNA 1, Méaria MOLOKACOVA3, Ivan
ROVNY4,

Imipenem—meropenem-aztreonam-resistant strains of Acinetobacter baumannii:
multiresistance spectra and transfers indicate spreading of a single clone among patients of a
large University Hospital

(1Z Katedry chemoterapie Slovenskej zdravotnickej univerzity v Bratislave, veduci prof.
MUDr. V. Kréméry, DrSc., z 2Katedry klinickych disciplin Fakulty zdravotnictva a socidlnej
prace Trnavskej univerzity v Trnave, veduca doc. MUDr. A. Harnicarové, CSc., z 30ddelenia
klinickej mikrobiolégie FNsP v Kogiciach, vedica MUDr. M. Molokacova, a z 4Uradu
verejného zdravotnictva v Bratislave, riaditel’ hlavny hygienik SR doc. MUDr. 1. Rovny,
PhD., MPH)

SUHRN

Vychodisko: Ciel'om prace je analyzovat’ schopnost’ prenosu rezistencie multirezistentnych
nemocni¢nych kmetnov Acinetobacter baumannii.

Stibor a metddy: Sest’ kmetiov Acinetobacter baumannii bolo izolovanych od iestich
pacientov postupne hospitalizovanych na jednotke intenzivnej starostlivosti vel'kej fakultne;
nemocnice a boli pouzité ako darcovské kmene. Ako recipientné kmene sa pouzili Escherichia
coli K-12 3110 a Proteus mirabilis P-38. Prenos rezistencie sa zistoval metédou priame;j
selekcie.

Vysledky: Vsetky izolaty boli rezistentné na kanamycin, tikarcilin, cefalotin, cefotaxim,
ceftazidim, cefoperazon, cefepim, aztreonam, imipeném/meropeném a tri z nich aj na
ofloxacin. Vsetkych Sest’ izolatov prenasalo v priamom transfere totoznli vzorku rezistencie
na dve antibiotikd — cefalotin a cefoperazon na oba pouzité recipientné kmene.

Zavery: V uvedenej JIS pravdepodobne nastalo rozsirenie sa klonu Acinetobacter baumannii s
totoZnou multirezistenciou. Jeho rezistencia aj na aztreonam ¢i karbapenémy vyvolava obavy,
ze uvedena prenosnd rezistencia na cefalosporiny moze v kratkej budiicnosti mobilizovat
prenosy rezistencie na d’alSie rezervné antibiotika (aztreonam, meropeném alebo
fluorochinolény).

KTIacoveé slova: Acinetobacter baumannii — rezistencia na meropeném, aztreonam — prenos
rezistencie.

SUMMARY

Background: The aim of this study was to analyze the ability of resistance transfer in
multiresistant hospital strains of Acinetobacter baumannii.

Set and Methods: Six strains of Acinetobacter baumannii were gradually isolated from six
seriously ill patients hospitalized in the intensive care unit of a large University Hospital and
were used as donor strains. Escherichia coli K-12 3110 and Proteus mirabilis P-38 were used
as recipient strains.

Results: All isolates were resistant uniformly to kanamycin, ticarcillin, cephalothin,
cefotaxime, ceftazidime, cefoperazone, cefepime, aztreonam, imipenem/meropenem and three
from them also to ofloxacin. All six isolates of Acinetobacter baumannii transferred uniformly
the resistance to two antibiotics — cephalothin and cefoperazone to both recipient strains.
Conclusion: This finding supports the suspicion that a single multiple drug resistant clone of
Acinetobacter baumannii with transferrable resistance gradually infected patients in the same



ICU. It is also suspected that the transferability of resistance to two cephalosporin antibiotics
might, in the near future, mobilize to transfer also other determinants of resistance e.g. to
aztreonam, meropenem and/or fluoroquinolones.

Keywords: Acinetobacter baumannii — resistance to meropenem, aztreonam — transfer of
resistance.



NIiZKOPENETRANTNE GENY SPOLUPRACUJUCE S GENMI BRCA1/2 PRI VZNIKU
FAMILIARNEJ FORMY KARCINOMU PRSNIKA

Michal KONECNY 1, Miriam VIZVARYOVA1, Eva WEISMANOVA, Peter
WEISMANN2, Gabriela MACHACKOVAI, Iveta MAKVA3, Juraj KAUSITZ1

Low penetrance genes cooperating with BRCA1/2 genes in the onset of familial form of
breast cancer

(Z 10ddelenia lekarskej genetiky Onkologického ustavu sv. Alzbety v Bratislave, veduca
RNDr. Eva Weismanova, PhD., z 2Anatomického tGstavu Lekarskej fakulty Univerzity
Komenského v Bratislave, veduci prof. MUDr. Jozef Beduska, CSc., a z 3Centra lekarske;j
genetiky Fakultnej nemocnice v Bratislave, vedlica — zastupujuca primarka MUDr. Edita
Halasova)

SUHRN

Karciném prsnika je vysokofrekventovana nadorova choroba diagnostikovand najma u zien,
ktora sa v mnozstve pripadov kon¢i letalne. Sporadicka forma karcindmu prsnika vznika
nasledkom Sirokej §kaly nededi¢nych rizikovych faktorov. Familidrna forma karcinomu
prsnika predstavuje 5 — 10 % zo vSetkych pripadov karcinomu prsnika a rizikovym faktorom
je na rozdiel od sporadickych foriem poskodenie konkrétnych génov.

Gény BRCA1/2 sa zarad'uji medzi gény, ktoré vyznamne ovplyviiuji vznik karcindbmu
prsnika. Gény s nizkym efektom na vznik karcindmu prsnika sa oznacuju aj ako
nizkopenetrantné gény. Produkty tychto génov su proteiny priamo spolupracujtice s proteinmi
Brcal/2 v procesoch dblezitych pre spravny priebeh bunkového cyklu a opravy poskodene;j
DNA. Prave tcast’ nizkopenetrantnych génov v tychto procesoch poukazuje na ich vyznamnu
ulohu pri vzniku familidrnej formy karcindmu prsnika.

KTIacove slova: karcinom prsnika — familidrna forma karcindmu prsnika — gén BRCAT1 — gén
BRCAZ2 — nizko penetrantné gény — gén TP53 — gén CHEK2 — gén RADS1.

SUMMARY

Breast cancer is a highly frequent oncological disease diagnosed mainly in female population
with lethal end in majority of cases. The sporadic form of breast cancer develops due to a
broad scale of non-genetic risk factors. Familial form of breast cancer represents 5 — 10 % of
all cases of breast cancer. In contrast with sporadic forms, the risk factors in familial forms of
breast cancer are defined as disruptions of particular genes.

BRCA1/2 genes rank among those that highly affect the onset of breast cancer. The genes
with low effect on the onset of familial form of breast cancer are referred to as genes with low
penetrance. The products of these genes are the proteins directly cooperating with BRCA1/2
proteins in the processes that are of great importance in the appropriate course of the cell
cycle and DNA repair. The participation of low penetrance genes in these processes is of
particular significance in the onset of familial form of breast cancer.

Key words: breast cancer — familial form of breast cancer - BRCA1 gene — BRCA2 gene —
low penetrance genes — TP53 gene — CHEK2 gene — RADS1 gene.



KONTRASTOVA NEFROPATIA
1Miroslav SASINKA, 1Katarina FURKOVA, 2%udmila PODRACKA
Contrast nephropathy

(Z 1Kliniky deti a dorastu SZU a Fakultnej nemocnice s poliklinikou v Bratislave, pracovisko
PetrZalka, prednostka doc. MUDr. K. Furkova, CSc., a z 21. Kliniky deti a dorastu Lekarskej
fakulty Univerzity P. J. Safarika v KoSiciach, SNP 1, prednostka prof. MUDr. V4. Podracka,
CSc.)

SUHRN

Kontrastova nefropatia patri k zavaznym komplikécidm zobrazovacich metod a jej vyskyt sa
neznizuje ani pri pokroku, ktory zazivaji kontrastné vysetrovacie metddy. Definuje sa ako
akutna rendlna insuficiencia, ktord vznikne v priebehu 48 h po expozicii intravaskularne
podanym kontrastnym latkam a nie je mozné ju pripisat’ inym pri¢inam. Kontrastova
nefropatia tvori stale 10 % vSetkych akutnych renalnych insuficiencii (ARI), vzniklych v
nemocnici a 30 % vSetkych ARI po toxinoch. V patogenéze kontrastovej nefropatie sa
uplatiiujia hemodynamické faktory (aktivacia vazokonstrikénych a zniZzenie vazodilatacnych
mechanizmov) s ischémiou a hypoxiou drene obliciek, priame poskodenie tubularnych buniek
toxickym uc¢inkom (aktivne radikaly kyslika, zmeny koncentracie vapnika) a zmeny
intratubulérneho prietoku s obStrukciou tubulov.

K predisponujucim faktorom patri uZ samotnd kontrastna latka (najmé vysokoosmolalna), jej
mnozstvo, ¢as a miesto podania. Samostatny predisponujtci faktor je predchadzajiica porucha
funkcii obli¢iek a diabetes mellitus s poSkodenim obli¢iek. K d’al§im predisponujicim
faktorom, ktoré maju aditivny G¢inok, patri dehydratacia chorého, uzivanie nefrotoxickych
lieCiv, vek pacienta nad 65 rokov, mnohopocetny myeldm, sepsa, artériova hypertenzia,
hyperurikémia, hyperkalciémia a hypercholesterolémia. Kazdy pacient si pred kontrastovym
vysetrenim vyzaduje zhodnotenie rizika kontrastovej nefropatie. Ako rizikovy sa hodnoti
chory, ktory ma niektory zo samostatnych faktorov alebo 3 z aditivnych faktorov.

KTIacove slova: kontrastova nefropatia — akutna rendlna insuficiencia — diabeticka nefropatia —
stars§i pacient — dehydratacia — nefrotoxicky liek — mnohopocetny myelom —
hypercholesterolémia.

SUMMARY

Contrast nephropathy is a major complication of imaging methods and its incidence remains
high despite the progress in the usage of contrast examination methods. It is defined as acute
renal insufficiency developing within 48 hours after the exposure to intravascularly applied
contrast media and is non-attributable to any other causes. Contrast nephropathy still
constitutes 10 % of all acute renal insufficiencies (ARI) emerging in hospitals and 30 % of all
ARI due to toxins. In the pathogenesis of contrast nephropathy the following factors take
place: hemodynamic factors (activation of vasoconstrictive and decrease of vasodilatory
mechanisms) with ischemia and hypoxia of renal medulla, direct impairment of tubular cells
by toxic effects (active oxygen radicals, changed calcium concentrations) and changes in
intratubular flow with tubule obstruction.

Predisposing factors involve the contrast medium itself (mainly of high osmolality), its
amount, time and route of administration. An independent predisposing factor is a preceding
disorder of renal functions and diabetes mellitus with disturbance of the kidney. Other
predisposing factors that have an additive effect include dehydration of patient, use of
nephrotoxic drugs, patient’s age over 65 years, multiple myeloma, sepsis, arterial



hypertension, hyperuricemia, hypercalcinemia and hypercholesterolemia. Prior to contrast
examination every patient has to have contrast nephropathy risk evaluated. Risk patients are
considered those having some of the independent factors or 3 of the additive ones.

Key words: contrast nephropathy — acute renal insufficiency — diabetic nephropathy — elderly
patient — dehydration — nephrotoxic drug — multiple myeloma — hypercholesterolemia.



RAZSTEPY NERVOVEJ TRUBICE — PREVENTABILNE VYVOJOVE CHYBY?
Jana BEHUNOVA, “sudmila PODRACKA
Neural tube defects — preventabile birth defects?

(Z 1. kliniky deti a dorastu Lekarskej fakulty Univerzity P. J. Safarika a Detskej fakultne;
nemocnice v Kosiciach, veduca prof. MUDr. Y4sudmila Podracka, CSc.)

SUHRN

Autori prezentuju sthrnny pohl'ad na etiopatogenézu zavaznych vrodenych vyvojovych chyb
— raz8tepov nervovej trubice a na moznosti ich prevencie. Svoju pozornost’ upriamili
predovsetkym na kyselinu listova a vyznam jej denného uzivania u zien vo fertilnom veku.
KIacové slova: razstepy nervovej trubice — meningomyelokéla — encefalokéla — anencefalus —
kyselina listova — prevencia.

SUMMARY:

Recent knowledge on etiopathogenesis and prevention of serious birth defects — neural tube
defects is summarized. They focus on the importance of folic acid and its daily intake in
women of childbearing age.

Key words: neural tube defects — meningomyelocele — encephalocele — anencephalus — folic
acid — prevention.



VCASNE KARDIOVASKULARNE PRIHODY A SMRT PRI CHOROBACH OBLICIEK
Rastislav DZURIK, Viera SPUSTOVA, Martin GAJDOS
Early cardiovascular events and death in kidney disease patients

(Z Oddelenia klinickej a experimentalnej farmakoterapie, Slovenskej zdravotnickej univerzity
v Bratislave, veduci doc. MUDr. Martin Gajdos, CSc.)

SUHRN:

Pacienti s chorobami obli¢iek v pokrocilom §tadiu, v dialyzaénom programe, ale aj po
transplantacii obli¢iek maji vysokl kardiovaskularnu morbiditu a mortalitu, ich prevalencia
sa so znizujucou funkciou oblic¢iek zvySuje a presahuje 50 %. Ich vyskyt vo v¢assich fazach
choroby sa v minulosti neStudoval, hoci prave v tejto faze je najvicsia moznost efektivnej
prevencie kardiovaskularnych prihod. Az v sii¢asnosti sa zacina orientovat’ pozornost’ prave
na tato fazu renalnych chordb. Intenzifikuje sa liecba rizikovych faktorov: artériovej
hypertenzie, dyslipoproteinémii, anémie, metabolickej aciddzy, hyperparatyredzy, inzulinovej
rezistencie, ale aj proteinurie. Rozpracované i overené schémy sa prezentuju v tomto
prehlade.

KTIacove slova: chronické choroby obliciek — rizikové faktory — artériova hypertenzia —
inzulinova rezistencia — proteinuria.

SUMMARY:

Kidney disease patients in advanced stages, dialysed and even after kidney transplantation
suffer from cardiovascular morbidity and mortality that exceeds 50 %. Their prevalence in
earlier stages of kidney function reduction was not evaluated, though the prevention in this
phase is most effective. Currently, on the basis of epidemiological analysis, the attention is
being be paid to the earlier stages of kidney diseases. The intensive treatment of risk factors,
i.e. arterial hypertension, dyslipoproteinemia, anaemia, metabolic acidosis,
hyperparathyroidism, insulin resistance and even proteinuria. The elaborated schedules are
described in the presented review.

Key words: chronic kidney diseases — risk factors — arterial hypertension — insulin resistance —
proteinuria.



NIEKTORE ASPEKTY PATOFYZIOLOGIE A DIAGNOSTIKY AKUTNEJ
RESPIRACNEJ INSUFICIENCIE U DETI

Rastislav HAVRILLA, Jan KOVAY

Some aspects of pathophysiology and diagnostics of acute respiratory insufficiency in
children

(Z Kliniky pediatrie Fakultnej nemocnice s poliklinikou J. A. Reimanna v PreSove, prednosta
MUDr. Jan Koval)

SUHRN

Akutna respiracna insuficiencia patri u deti k jednej z najc¢astejsich pri¢in ohrozenia zivota.
Priciny jej vzniku vychadzaji z rdznych organov. Patofyziologické mechanizmy akutne;j
respiraénej insuficiencie suvisia s alveolovou hypoventilaciou, narusenim ventila¢no-
perfuznych pomerov, pritomnostou skratov a poruchou difuzie.

Diagnostika vzniku akutnej respiracnej insuficiencie sa zaklada na spravnej a dokladnej
anamnéze, na fyzikalnom vySetreni, hodnoteni saturacie O,, spravnej interpretacii
acidobazickej rovnovahy, rtg. vySetreni hrudnika, funkénych vySetreniach ev. monitoringu
endotrachealneho CO2 a na vyuziti dalSich diagnostickych a vySetrovacich metod.

Poznanie patomechanizmov tohto zadvazného stavu viedlo k vyraznému pokroku v liecbe a
tym aj k zvysSeniu poctu zachranenych deti.

Klucové slova: akutna respira¢na insuficiencia — porucha perfuzie pl'ic — alveolova ventilacia
— difuzia kyslika — acidobazicka rovnovaha.

SUMMARY

Acute respiratory insufficiency (ARI) in children is one of the most common causes of life
endangering. The causes of its onset result from various organs. Pathophysiological
mechanisms of acute respiratory insufficiency are connected with alveolar hypoventila-tion,
ventilatory-perfusion impairment, presence of shunts and diffusion disorder.

The diagnostics of the onset of acute respiratory insufficiency is based on the right and
thouroughful anamnesis, on physical examination, oxygen saturation evaluation, proper
interpretation of acid-base balance, chest X-ray examinations, functional examinations or
monitoring of endotracheal carbon dioxide and exploitation of other diagnostic and
examination methods.

The recognition of pathomechanisms of this serious state has led to a marked progress in the
treatment and to an increased number of saved children.

Key words: acure respiratory insufficiency — perfusion disorder of lungs — alveolar ventilation
— oxygen diffusion — acid-base balance.



WILSONOVA CHOROBA — PATOGENEZA A DIAGNOSTIKA — SUCASNY STAV
Ladislav TURECKY
Wilson disease — pathogenesis and diagnostics — current state

(Z Ustavu lekarskej chémie, biochémie a klinickej biochémie Lekarskej fakulty Univerzity
Komenského v Bratislave, prednosta doc. MUDr. Branislav Liska, CSc.)

SUHRN

Wilsonova choroba je autozémovo-recesivne dedi¢na porucha metabolizmu medi,
charakterizovand hromadenim medi v organizme v dosledku poruchy exkreéného
mechanizmu zabezpecujuceho vylu¢ovanie medi z hepatocytov do zl¢e. Ked’ze denny prijem
medi je vyssi ako jej skuto¢nd potreba, je nevyhnutne potrebna existencia i€inného
exkre¢ného mechanizmu pre med’. Zakladnou metabolickou poruchou podmieniujiicou vznik
Wilsonovej choroby je porucha funkcie Cu-transportujucej ATP-dzy (ATP7B). Gén kodujtci
tento transportny enzym je lokalizovany na chromozome 13q14.3 a dodnes sa identifikovalo
viac ako 250 roznych mutécii tohto génu. Bodova mutédcia His1069Gln je v stredoeurépskom
regione najcastejsie sa vyskytujlicou mutaciou u pacientov s Wilsonovou chorobou.
Ddélezitym mechanizmom v pato-genéze poSkodenia pecene u pacientov s Wilsonovou
chorobou je indukcia vol'noradikalovych reakcii a lipoperoxidacia, vyvolané hromadiacou sa
med’ou. Poskodenie peCene mé za nasledok vznik steatozy, zapalov az cirhdzy peCene. V
ojedinelych pripadoch moze dojst’ k fulminantnému zlyhaniu pecene. Diagnza Wilsonovej
choroby sa robi na zaklade typického klinického obrazu a vysledkov laboratérnych vySetreni.
NajdolezitejSie biochemické zmeny pre diagndézu Wilsonovej choroby st: znizend sérova
koncentracia ceruloplazminu, zvySena exkrécia medi moCom a zvySeny obsah medi v tkanive
pecene.

KTIacove slova: Wilsonova choroba — med’ — ATP-4za transportujuca med — ATP7B —
ceruloplazmin.

SUMMARY

Wilson disease (WD) is an autosomal recessive inherited disorder of copper metabolism,
characterized by the accumulation of copper in the body due to defective biliary copper
excretion from hepatocytes. Since daily copper intake exceeds the body’s requirements,
effective means of excreting excess copper are essential. The basic metabolic defect in
patients with WD is impairment of function of copper transporting P-type ATPase (ATP7B).
ATP7B gene is localized on chromosome 13q14.3 and till today more than 250 mutations
have been detected. The His1069GIn missense mutation occurs in 30 — 60 % of patients of
Central-European origin. The induction of free-radical reactions and lipid peroxidation is an
important mechanism in the pathogenesis of liver damage in patients with WD. The resultant
liver damage leads to steatosis, inflammation, cirrhosis and occasionally fulminant liver
failure. The diagnosis of WD is commonly made on the basis of typical clinical and
laboratory findings, including low serum ceruloplasmin, increased urinary copper excretion
and increased hepatic copper content.

Key words: Wilson disease — copper — copper transporting ATPase — ATP7B —
ceruloplasmin.
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SUHRN

Nadmerna dennd spavost’ je najcastejSie dosledkom nekvalitného a nedostato¢ne dlhého
no¢ného spanku, neprimeranej spankovej hygieny alebo samostatnou poruchou spanku, ako aj
sucast’'ou celej skaly neurologickych, psychiatrickych a endokrinologickych poriuch. Symptom
nadmernej dennej spavosti ovplyviluje nielen ¢innost’ jednotlivca, ale ma negativny dopad aj
na celospolocenskej urovni, kde si vybera vyraznt dan nezriedka pri automobilovych
nehodéch alebo priemyselnych katastrofach.

V ¢lanku sa uvadza prehlad najcastejSich pri¢in nadmernej dennej spavosti, nazory na
patogenézu, diagnostické postupy a moznosti jej terapeutického ovplyvnenia.

Klucové slova: nadmernd denna spavost’ — hypersomnia — narkolepsia — syndrom spankového
apnoe.

SUMMARY

Excessive day-time sleepiness is the commonest consequence of low-quality and insufficient
long night sleep or inadequate sleep habits. It may also be an independent sleep disorder or a
part of a broad spectrum of neurologic, psychiatric and endocrinologic disorders. The
symptom of day-time slepiness affects not only the individuals activity but it also has a
negative impact on all-societal level as it often causes car accidents or industrial disasters.
The paper summarizes the most frequent causes of day-time sleepiness, opinions on
pathogenesis, diagnostic procedures and therapeutical modes.

Key words: day-time sleepiness — hypersomnia — narcolepsy — sleep apnoea syndrome.



