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nebivololiT da karvediloliT qronikuli mkurnalobis 
gansxvavebuli efeqti sistemur da Tirkmlis hemodinamikaze 

gulis ukmarisobis dros 
 

i. jaSi, m. TevzaZe, n. TavberiZe 
akad. m. winamZRvriSvilis sax. kardiologiis instituti 

 
gulis qronikuli ukmarisoba (gqu) warmoadgens udides problemas Tanamed-

rove klinikuri kardiologiisaTvis [1]. miuxedavad imisa, rom gqu xasiaTdeba 
cudi prognoziT da hospitalizaciis maRali sixSiriT, misi marTva dRemde ar 
aris srulyofili [2,3].  

gulis ukmarisobis mqone pacientebSi simpatikuri aqtivobis zrda daava-
debis erT-erT adreul gamoZaxils warmoadgens. es SesaZloa inaxos, roca 
daavadeba jer kidev asimptomurad [4] mimdinareobs da Semdgom imatebs, rogorc 
daavadebis damZimebis Sedegi [5]. amJamad, umravlesoba xangrZlivi kvlevebisa 
amtkicebs hipoTezas, gulis ukmarisobis dros neirohumoraluri [6], ufro 
sworad ki simpatoadrenerguli sistemis rolis arsebobaze [7]. es kvlevebi 
aCveneben, rom gulis simpatikuri aqtivobis zrda SesaZloa warmoadgendes 
miokardiumis funqcionirebis progresul Semcirebis yvelaze did mizezs da 
aseve uaryofiTi gavlena aqvs gulis ukmarisobis mqone pacientTa prognozze.  

eqsperimentuli [8] da klinikuri kvlevebi [9] aCveneben, rom beta-blokerebiT 
qronikuli mkurnaloba mniSvnelovanwilad aumjobesebs marcxena parkuWis 
funqcionirebas gulis ukmarisobis dros. am preparatebis xangrZlivma 
gamoyenebam SeiZleba ukureaqciis yvela is cvlilebebi mogvces, rac marcxena 
parkuWis remodelirebasTan, marcxena parkuWis gandevnis fraqciis gazrdasTan 
aris asocirebuli da romelic ufro mniSvnelovan Terapiul saSualebebs 
warmoadgenen vidre sxva. 

dRemde arasrulad aris Seswavlili beta-blokatorebis gavlena sisxlis 
mimoqcevis regionalur da mikrocirkulatorul doneebze. amasTan dakavSirebiT 
wamoiWra sakiTxi am preparatebis moqmedebis Seswavlis Sesaxeb Tirkmlis 
hemodinamikaze da mis funqciaze gulis qronikuli ukmarisobis dros. 
rogorc cnobilia, Tirkmlis funqcia da hemodinamika mTlianobaSi asaxaven 
sisxlis mimoqcevis mdgomareobas. amasTanave, udaoa Tirkmlis mniSvnelovani 
roli sisxlis mimoqcevis moSlis progresirebis dros [10]. 
aqve unda aRiniSnos, rom cnobebi beta-blokatorebis renaluri efeqtebis 
Sesaxeb literaturaSi iSviaTad gxvdeba. 
Cveni Sromis mizans warmoadgens gulis qronikuli iSemiuri daavadebiT 
Sepyrobil avadmyofebSi sisxlis mimoqcevis qronikuli ukmarisobis beta-
blokatorebiT mkurnalobis meTodis srulyofa, masSi Tirkmlis rolis 
gaTvaliswinebiT. 

masala da meTodebi: Seswavlil iqna 52-69 wlis 96 mamakaci, romelTac 
gulis qronikuli iSemiuri daavadebis Sedegad aReniSnebodaT gulis ukmarisoba 
(II-III NYHA-s klasifikaciiT). mkurnalobis tipis mixedviT avadmyofebi dayofil 
iqnen 3 jgufad: I jgufis 29 avadmyofs utardeboda tradiciuli mkurnaloba 
ACE-inhibitorebiTa (an angiotenzin II receptorebis blokatorebiT, Tu ar iyo 
tolerantoba ACE-inhibitorebis mimarT) da Sardmdeni saSualebebiT, II jgufis 
33 avadmyofi Rebulobda nebivolols (2,5 mg 2-jer dReSi), III jgufis 34 
eZleodaT karvediloli (12,5 mg 2-jer dReSi). yvela avadmyofs utardeboda 
mwvave farmakologiuri sinji beta-blokatorebiT 12-Tviani mkurnalobis win. 
Tirkmlis funqcia isazRvreboda endogenuri kreatininis klirensiT, Tirkmlis 
hemodinamika – kardiotrastis klirensiT. Tirkmlis sisxlZarRvTa winaaRmde-
goba gamoTvlil iqna homesis formulebiT. natriumis da kaliumis ionebis 
koncentracia naxuli iqna bioqimiuri analizatoris saSualebiT. centraluri 
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hemodinamikis parametrebi isinjeboda eqokardiografiulad, tetrapolaruli 
reografiiT. gulis qronikuli iSemiuri daavadebiT Sepyrobil avadmyofTa 
Seswavlili maCveneblebis saSualo sidideebi iyo Semdegi: guliscemis sixSire 
(gs) – 75+1,3 dartyma/wT; sistoluri arteriuli wneva (saw) – 135+2,1 mm Hg; 
diastoluri arteriuli wneva (daw) – 80+1,1 mm Hg; wuTmoculoba (wm) 6,45+0,1 
l.wT; gulis indeqsi (gi) – 3,62+0,1 l.wT/m2; dartymiTi moculoba (dm) – 85,6+1,5 
ml; dartymiTi indeqsi (di) – 47,9+0,7 ml/m2; saerTo periferiuli winaaRmdegoba 
(spw) – 1231,1+27,5 din.wm.sm-5; xvedriTi periferiuli winaaRmdegoba (xpw) – 27,2+0,7 
pirobiTi erTeuli; wuTobrivi diurezi (wd) – 1,63+0,1 ml/wT; gorglovani 
filtracia (gf) – 80,4+2,5 ml/wT; kreatinini sisxlSi – 73,5+3,4 mkmol/l; mila-
kovani reabsorbcia(mr) – 97,98+0,1%; efeqturi plazmis dineba TirkmelSi (epT) – 
504+12,5 ml/wT; efeqturi sisxldineba TirkmelSi (esT)  - 895+21,6 ml/wT; filtra-
ciuli fraqcia (ff) – 16+0,3%; wuTmoculobis Tirkmlis fraqcia (wTf) – 14+0,3%; 
Tirkmlis sisxlZarRvTa saerTo winaaRmdegoba (Tssw) – 9409+236,8 din.wm.sm-5; 
Tirkmlis sisxlZarRvTa aferentuli winaaRmdegoba (Tsaw) – 6595+210,6 din.wm.sm-5; 
Tirkmlis sisxlZarRvTa eferentuli winaaRmdegoba (Tsew) – 1469+31,5 din.wm.sm-5. 
kvlevis Sedegebi damuSavebulia variaciuli statistikis meTodiT. 

Sedegebi: Catarebuli kvleva gviCvenebs, rom nebivololi da karvediloli 
arian efeqturi da tolerantuli gulis ukmarisobian avadmyofTa mkurnalobaSi. 
am preparatebis mwvave farmakologiuri sinjis Sedegebi moyvanilia cxril #1-
Si. 
cxrili #1: nebivololis da karvedilolis erTjeradi dozebis miRebis 
Sedegebi 

maCveneblebi nebivololi karvediloli 
 sawyisi 2 saaTi sawyisi 2 saaTi 
gs dart/wT 70 + 4 60 + 2a

 69 + 5 65 + 3 

saw mm Hg 139 + 7 134 + 7 131 + 8 127 + 10 

daw mm Hg; 75 + 4 73 + 4 79 + 5 78 + 7 

wm l/wT 5,6 + 0,4 4,7 + 0,6a
 5,5 + 0,3 5,2 + 0,3 

esT ml/wT 633 + 18 750 + 22 619 + 32 812 + 47b
 

wTf % 11,3 + 0,6 15,9 + 1b 11,2 + 0,9 15,6 + 1,2b
 

Tgf ml/wT 68 + 1 71 + 2 68 + 3 64 + 2a
 

a p<0,05, sawyisTan SedarebiT 
b p< 0,01, sawyisTan SedarebiT 

 
karvediloliT moqmedebisas naklebad icvlebodnen guliscemis sixSire, 

wuTmoculoba da gorglovani filtracia. karvediloli metad aumjobesebda 
efeqtur sisxldinebas TirkmelSi, orive preparati amcirebda Tirkmlis 
sisxlZarRvTa saerTo winaaRmdegobas: 24%-iT karvediloli, xolo nebivololi 
– 15%-iT. 

12-Tviani beta-blokatorebiT mkurnalobisas gaumjobesda ukmariso-bis  
NYHA-s klasifikaciiT da cxovrebis xarisxi, gaizarda 6-wuTiani si-arulis 
manZili. orive preparatis aseTi moqmedeba ar iyo gansxvavebuli. avadmyofebi 
kargad itandnen preparatebis SemoTavazebul dozebs. avadmyofTa wona, 
kreatininis koncentracia sisxlSi ar iqna Secvlili am preparatebiT 
mkurnalobisas. informacia zogierT maCvenebelze moyvanilia cxril #2-Si. 

rogorc vxedavT, metoprololiT kursobrivi mkurnalobisas gaizarda 
wuTmoculoba, gorglovani filtracia, naklebad Semcirda guliscemis sixSire, 
karvedilolTan SedarebiT. efeqturi sisxldineba TirkmelSi da Tirkmlis 
sisxlZarRvTa saerTo winaaRmdegoba icvlebod-nen msgavsad. 
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cxrili #2: nebivololiT da karvediloliT kursobrivi mkurnalobis Sedegebi 
 
a 

p<0,05, karvedilolTan SedarebiT 
 

Cveni Sedegebi gviCveneben, rom nebivololis da karvedilolis dadebiTi 
efeqti Tirkmlis funqciasa da hemodinamikaze ganpirobebulia ara marto 
centraluri hemodinamikis cvlilebebiT, aramed uSualo moqmedebiT Tirkmelze. 
matulobs gulis ukmarisobis dros sisxlZarRvTa kedlebis regidiulobiT 
daqveiTebuli natriurezi da diurezi. qveiTdeba Tirkmlis sisxlZarRvTa 
winaaRmdegoba. amiT aris ganpirobebuli vazodilatacia. 

 

Differential Effect of Chronic Treatment with Nebivolol and Carvedilol on 

Systemic and Renal Hemodinamics in CHF 
 

I. Jashi, M. Tevzadze, N. Tavberidze 

M. Tsinamdzgvrishvili Institute of Cardiology, Tbilisi, Georgia 
 

Both Nebivolol (N) and Carvedilol (C) produce hemodynamic and clinical benefits in patients with chronic 

heart failure (CHF): C exerts greater antiadrenergic effects than N, but it is unknown this pharmacological difference 

results in hemodynamic and clinical differences and renal function and hemodynamics between  2 drugs. 

96 male pts, aged 52 to 69, with CHF (II-III NYHA classification) due to chronic forms of coronary heart 

disease were examined. The pts were divided in 3 groups depending on the treatment: I group (29 pts) received 

ACE-inhibitors and diuretics; N 2.5 mg bid was administered to 33 pts (II group) and C 12,5 mg bid – to 34 (III 

group). Acute pharmacological test followed by twelve-month course of N or C treatment was performed in each pts. 

Renal function was assessed by endogenous creatinine clearance, renal hemodynamics parameters – by cardiotrast 

clearance. Sodium and potassium ion concentration was determined by biochemical analyzer, sodium and water 

excretion was calculated via formula. Central hemodynamic was determined by echocardiography, tetrapolar 

rheography. 

After twelve-month of treatment both N and C improved NYHA class, 6-minute walk distance, and quality-

of-life scores (all p<0,05 from baseline), and there were no differences between the 2 treatments. 

Increased glomerular filtration rate (GFR) and effective renal blood flow (ERBF) were observed in the course 

of treatment with N (GFR – 68+1 ml/min before treatment vs. 71+2 ml/min after treatment, p<0,05; ERBF – 633+18 

ml/min vs. 770+14 ml/min, p<0,01, respectively). N increased renal sodium and water excretion accordingly by 

38,1-84,6% and 26,4-70,8%. The renal vascular resistance decreased by 15%. The change in the C group was 

significantly greater than in the N group, especially about concerning ERBF and renal vascular resistance. 

Beneficial effects of N or C on renal function and hemodynamic parameters were observed in pts with CHF, 

which appears to be not only the result of central hemodynamic changes, but in greater extent was due to direct renal 

action of N and C. Improved natriuresis and diuresis decrease the rigidity of vessel’s wall, which is marked in CHF 

due to high sodium concentration, and also decrease the compression of vessels due to interstitial edema. Renal 

vascular resistance decreased. This stimulates the potentiating of vasodilatation. 
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maCveneblebi nebivololi karvediloli 
 sawyisi 12 Tve sawyisi 12 Tve 
gs dart/wT 70 + 4 68 + 1a

 69 + 5 64 + 2 

saw mm Hg 139 + 7 133 + 5 131 + 8 122 + 4 

daw mm Hg; 75 + 4 72 + 3 79 + 5 75 + 3 

wm l/wT 5,6 + 0,4 5,8 + 0,6a
 5,5 + 0,3 5,5 + 0,1 

esT ml/wT 633 + 18 770 + 14 619 + 32 782 + 16 

wTf % 11,3 + 0,6 13,2 + 0,4a 11,2 + 0,9 14,2 + 0,4 

Tgf ml/wT 68 + 1 71 + 2a
 68 + 3 68 + 2 
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endovaskuluri procedurebi koronaruli sisxlZarRvebis 
mravlobiTi dazianebisas xandazmul pacientebSi 

 
g. CafiZe,  d.ioseliani, l. kopaleiSvili, l. rigvava, i. Ciqobava 

akad. Gg. CafiZis sax. gadaudebeli kardiologiis centri, q. moskovis 
intervenciuli kardio-angiologiis samecniero kvleviTi centri 

 
kvlevis mizani: xandazmul pacientebSi koronaruli sisxlZarRvebis 

mravlobiTi dazianebisas, endovaskuluri procedurebis adreuli da 
Soreuli Sedegebis Sefaseba: 

1. Sefasdes pacientebis klinikuri mdgomareoba, proceduris 
Catarebidan saSualod 6 Tvis Semdeg. 

2. Sefasdes Soreul periodSi koronaruli sisxlZarRvebis 
angiografiuli  mdgomareoba. 

3. Sefasdes proceduris garTulebebis riski. 
kvlevaSi CarTulia 20 pacienti 60 dan 74 wlamde, 20 pacientidan 16 

pacients 2 sisxlZarRvze 2 procedura Cautarda, 2 pacients- 3 
sisxlZarRvze 3 procedura Cautarda, 1 pacients -2 sisxlZarRvze 3 
procedura, xolo kidev 1 pacients- 3 sisxlZarRvze 4 procedura. 

yvela pacients 6 Tvidan 2 wlamde SualedSi Cautarda sakontrolo 
koronarografia, Sefasda klinika, restenozis SemTxvevaSi Catarebul 
iqna ganmeorebiTi angioplastika.  

statistikuri monacemebi mowmoben, rom 60 welze meti asakis 
mosaxleobis  50% meti daavadebulia gul-sisxlZarRvTa daavadebebiT. 
sazogadoebis ganviTarebis tempis zrdam da sicocxlis xangrZlivobis 
gazrdam. XX saukunis bolodan gamoiwvia populaciaSi asakobrivi jgufis 
gadanacvleba, gaizarda wili xandazmuli da moxucebuli pacientebis. 



k l i n i k u r i   m e d i c i n a 
 

15 

yovewliurad xandazmuli pacientebis xaodenoba izrdeba 2,4 %. 
sxvadasxva prognozuli monacemiT 2020 wlisTvis xandazmuli da 
moxucebuli adamianebis ricxvi gaizrdeba 1 miliardamde [1]. 

bolo periodamde gavrcelebuli iyo azri xandazmul da moxucebul 
pacientebSi gul-sisxlZarRvTa daavadebebis mxolod simptomuri 
mkurnalobis Sesaxeb, radgan arsebobda mosazreba, rom aqtiuri 
medikamenturi Terapia am asakSi umniSvnelo zegavlenas axdens 
sicocxlis prognozze. miuxedavad amisa bolo drois farTomasStabiani 
kvlevebi amtkiceben, rom pacientis asaki gul-sisxlZarRvTa daavadebebis 
dros ar warmoadgens SemzRudav faqtors aqtiuri medikamenturi, endovas-
kularuli da qirurgiuli mkurnalobisTvis  

amas garda, radgan saerTo riski gul-sisxlZarRvTa daavadebebis 
garTulebis xandazmul pacientebSi SedarebiT maRalia, vidre 
axalgazrda pacientebSi, aqtiuri medikamenturi, endovaskularuli an 
operaciuli mkurnaloba Sesabamisad ufro efeqturia [2,3]. 

xandazmul pacientebSi iseve rogorc sxva asakobriv jgufebSi 
aqtiuri mkurnalobis ZiriTadi mizania cxovrebis xarisxis da 
xangrZlivobis gazrda, rac geriatriuli safuZvlebidan gamomdinare 
umravles SemTxvevaSi miRwevadia [4]. 

Sveicariis 14 wamyvan klinikaSi ramodenime welia mimdinareobs 
kvleva invaziuri an medikamenturi Terapiis efeqturobaze xandazmul 
pacientebSi mwvave koronaruli sindromiT. Sualeduri Sedegebi mowmoben, 
rom miuxedavad arCeuli mkurnalobis taqtikisa orive jgufis pacientebi 
aRniSnaven cxovrebis xarisxis gaumjobesebas, Tumca invaziuri 
mkurnalobis jgufSi cxovrebis xarisxis gaumjobesebis indeqsi iyo 
SedarebiT maRali, amas garda medikamenturi mkurnalobis jgufSi 2,5 jer 
metad dafiqsirda letaluri gamosavali da hospitalizacia 
miokardiumis mwvave infarqtis an arastabiluri stenokardiis diagnoziT 
[5]. 

msoflioSi yovelwliurad 1 000 000-ze meti endovaskuluri 
procedura tardeba pacientebSi koronaruli paTologiiT, aqedan wili 
pacientebis romelTac utardebaT endovaskuluri procedurebi 
koronaruli sisxlZarRvebis mravlobiT dazianebis gamo Seadgens 60-dan 
75 %-mde, e.i weliwadSi 600 000-750 000 procedura 

avtorebis umravlesoba koronaruli sisxlZarRvebis mravlobiT 
dazianebad miiCnevs 2 an 3 ZiriTadi koronaruli arteriis (wina 
daswvrivi arteriis, marjvena koronaruli arteriis, Semomxvevi arteriis) 
sistemaSi arsebul hemodinamikurad mniSvnelovan (>50%) Seviwroebas 
marcxena koronaruli arteriis Reros dazianeba gansakuTrebul 
variantad aris gamoyofili da calke jgufs ganekuTvneba.™ 

masala da meTodebi: kvleva mimdinareobda q. moskovis intervenciuli 
kardioangiologiis samecniero kvleviT centrSi, (centris direqtori, q. 
moskovis mTavari kardiologi d. ioseliani) 1999-2003 wlebSi. kvlevaSi 
CarTulia 20-pacienti saSualo asaki 60±14, 16-mamakaci, 4-qali.  

klinikaSi Semosvlisas 4 pacients aReniSneboda miokardiumis mwvave 
infarqti, 6 pacients arastabiluri stenokardia, 10 pacients II-III f.k 
stabiluri stenokardia. 

kvlevaSi CarTuli 20 pacientidan 16 pacients 2 sisxlZarRvze 2 
procedura Cautarda, 2 pacients _ 3 sisxlZarRvze 3 procedura 
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CautardaT, 1 pacients _ 2 sisxlZarRvze 3 procedura, xolo kidev 1 
pacients _ 3 sisxlZarRvze 4 procedura. 
20 pacients Cautarda 45 endovaskuluri procedura koronarul sisxl-
ZarRvebze: wina daswvris arteriaze -13 procedura, Semomxvev arteriaze - 
16 procedura, marjvena koronarul arteriaze - 12 procedura, 
diagonalur totze - 3 procedura, marginalur totze-1 procedura. 
procedurebis 35,5 % Catarda Semomxvev arteriaze, 28,8% wina daswvriv 
arteriaze, 26,6% marjvena koronarul arteriaze, 8,8% marginalur totze 
(ix. grafiki I). 19 pacients yvela procedura Cautarda 1 etapad, 1 
pacients 1 kviris SualediT.  Catarda 8 balonuri angioplastika da 25 
pirdapiri da 12 arapirdapiri stentireba.  

 
grafiki #1. Catarebuli procedurebis wili koronaruli sisxlZarRvebis 

mixedviT 

 

   

 

 

 
 
 
 
SeniSvna: 1-CX –Semomxvevi arteria  2-LAD-wina daswvrivi arteria, 3-RCA-marjvena 

koronaruli arteria, 4-MB-marginaluri toti 
 

Sedegebi da ganxilva: yvela pacients Cautarda sakontrolo 
koronarografia  6 Tvidan 2 wlamde SualedSi, restenozi gamovlinda 
13%-Si (6 sisxlZarRvi), 3 (6,0%) SemTxvevaSi Catarda ganmeorebiTi 
angioplatika kargi angiografiuli SedegiT. 1 SemTxvevaSi (2,0%) 
okluzirebuli sisxlZarRvis rekanalizaciis mcdeloba garTulda 
Zlieri anginozuri tkiviliT, kardiogramaze aRiniSna gardamavali 
iSemiis niSnebi. e.i. intraproceduruli garTulebebis riskma Seadgina 2,0 
%. pacientebis 75% ganmeorebiTi gegmiuri hospitalizaciisas anginozuri 
tkivilis epizodebi ar aReniSneboda (15 pacienti), 2 SemTxvevaSi 
stenokardiis klasi Semcirda (stabiluri stenokardia III gadavida II f.k-
Si) rac Seadgens 10%, 3 SemTxvevaSi isev ganaxlda anginozuri tkivili, 
rac Seadgens 15%, aqedan 1 SemTxvevaSi Catarda in-stent stenozis 
ganmeorebiTi angioplastika, kargi angiografiuli SedegiT. aRniSnuli 
procedurebis klinikuri warmateba Seadgens 85-87%. 
daskvna:  

1. xandazmul pacinetebSi aRniSnuli procedurebis klinikuri 
warmateba Seadgens 85-87%. 

2. restenozi gamovlinda mxolod 13%-Si, 87% aRiniSneboda kargi 
angiografiuli Sedegi. 

3. intraproceduruli garTulebebis riskma Seadgina 2,0 %. 
     dResdReisobiT sakamaTo Temad rCeba revaskularizaciis meTodi 
(koronaruli Suntireba Tu koronaruli angioplastika) koronaruli 
sisxlZarTvebis mravlobiTi dazianebisas. A  

35,5%

28,8%

26,6%

8,8%
1 C X 2 L AD 3 R C A 4 MB
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koronaruli sisxlZarRvebis mravlobiTi dazianebisas, Tu pacients 
aReniSneba mZime Tanmxlebi daavadeba, romelic zrdis koronaruli 
Suntirebis intraoperaciul risks, an pacienti uars ambobs operaciul 
mkurnalobaze, da amasTan aqvs xandazmuli asaki koronaruli 
angioplastika koronaruli Suntirebis alternaiuli meTodia [8]. 

 
 

Endovascular Procedures during Multivessel Coronary Artery Disease in 

Elderly Patients Population 
  

G. Chapidze, D. Ioseliani, L. Kopaleishvili, L. Rigvava, I. Chikobava 
Acad. G.Chapidze Emergency Cardiology Center, MoscowInterventional Scientific-Research 

Center of Angio-Cardiology 
 

The purpose of the work is estimation of the early and the distant results of the endovascular 

procedures in the elderly patients with multivessel coronary artery disease.  

20 patients (60-74 years old) were involved in the research. 

It was found out: 1. The clinical success of the mentioned procedures is 85-87% in the elderly 

2. restenose turned out to be only in 13%.Good angiographic results were mentioned in 87% of 

patients.  3. The risk of the interprocedural complications was 2%.  
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herpes virusiT (HV) gamowveuli cerebruli dishemiis  
klinika da paTogenezi 

 
g. gordeziani, n. ninua, r. sigua 

Tssu, nervul sneulebaTa kaTedra 
 

Tavis tvinis iSemiuri da hemoragiuli insultebis mravalricxovan mize-
zebs Soris garkveuli paTogenezuri mniSvneloba eniWeba adamianTa populaciaSi 
gavrcelebul neirotropul herpes virusebis jgufs (NHHV). 

uknasknel periodSi avtorTa mier (Censch G., et al., 1989, Barnett P., 1984;Baltor H., 

1986, Жданов В., 1990, Louis R., 1995, Акимов Г. и соавт. 2000) didi yuradReba mieqca nei-
rovirusebiT gamowveuli nervuli sistemis dazianebis klinikasa da paTogenezis 
Seswavlas. aRwerilia nervuli sistemis paTologiis sxvadasxva sindromebi, mag-
ram Tavis tvinSi sisxlis mimoqcevis moSla iSemiuri Tu hemoragiuli proces-
ebis ganviTarebiT naklebadaa Seswavlili, miT umetes, rom am paTologiis diag-
nostikisas virusis mtarebel pacientebSi HV paTogenuri roli ugulvebelyo-
filia da mkurnaloba araefeqturia. 

dakvirvebis qveS imyofeboda 15 pacienti Tavis tvinSi sisxlis mimoqcevis 
moSliT. 8 qali da 7 mamakaci. asaki meryeobda 40 wlidan 70 wlamde. 10 SemTxve-
vaSi dadginda cerebruli infarqtis arseboba, upiratesad ganviTarebuli Tavis 
tvinis Sua arteriis qerquli totebis sairigacio midamoSi, xolo 5 SemTxvevaSi 
_ intracerebruli hematoma qerqveSa kvanZebis doneze. kvlevis meTodebidan ga-
moyenebuli iyo kompiuteruli tomografia (kt), transkranialuri doplerogra-
fia, sisxlisa da liqvoris serologiuri gamokvleva. kt-iT dadginda insultis 
paTogenezuri tipi da lokalizacia (sur.1,2). 

kompiuteruli tomografiiT kt-Wrilebze verificirdeba homogenuri hipo-
densiuri kera, romelic moicavs ramdenime wils, konusisebri formisaa, vlin-
deba perifokaluri SeSupebiT da procesis lokalizaciis Sesabamisad xasiaTde-
ba sisxlis penetraciiT liqvordinamikur sistemaSi. 

intracerebruli hematoma yovelTvis didi moculobisaa, aseve Tavis tvinis 
ramdenime wils, upiratesad Subl-Txem-safeTqlis. axasiaTebs “mas-efeqti” Suam-
debare struqturebis cdomiT. kt-tomografiaze xSirad vlindeba mravlobiTi an 
erTeuli iSemiuri kerebis arseboba imave an mopirdapire hemisferoSi, asocire-
buli intracerebrul hematomasTan erTad.  

transkraniuli dopleriT aRmoRnda Tavis tvinis stenozi da Trombozi 6 
SemTxvevaSi. xolo 3 SemTxvevaSi _ tvinis wina arteriis totebSi upiratesad 
sisxlZarRvTa obliteracia. liqvoris gamokvleviT 9 pacienti aRmoCnda herpes 
zosteris virusis matarebeli zosterialuri dermatitis gareSe. 6 SemTxvevaSi 
ki dadgenil iqna lokalur nevrologiur simptomatikasTan erTad recidiuli 
xasiaTis zosterialuri dermatiti kisrisa da welis segmentebis doneze. klasi-
kuri nevrologiuri kvlevis meTodis da anamnezis SefasebiT dazustda nevro-
logiuri simptomebis gamovlinebis tempi, maTi dinamika da is klinikuri Tavi-
sebureba, romelic am etiologiiT ganpirobebuli cerebruli iSemiuri da hemo-
regiuli procesebisTvis aris damaxasiaTebeli. gamoyenebuli iqna agreTve kvle-
vis damatebiTi meTodebi Sinagani organoebis paTologiis diagnostikisaTvis, 
romelic asocirebulia am tipis hemoragiul da iSemiur insultebTan. daavadeba 
xasiaTdeba mZime klinikuri mimdinareobiT, xSirad sufebrilitetis fonze. 
adgili aqvs rogorc zogadcerebrul, ise likalur nevrologiur simptomebis 
gamovlinebas meningialuri simptomebis fonze. nevrologiuri sindromebi upira-
tesad warmodgenilia qerquli da kafsuluri hemiplegiebi. iSemiuri tipiT ganvi-
Tarebuli _ 9 SemTxvevaSi, 6 _ SemTxvevaSi ki intracerebruli hematoma. saerTo 
raodenobidan 5 SemTxvevaSi aReniSneboda hemiplegiur sindromTan erTad 
metyvelebis afaziuri moSla, xolo 4 SemTxvevaSi meningo-cerebruli sisxlCaq-



k l i n i k u r i   m e d i c i n a 
 

19 

ceva. 3 SemTxvevaSi daavadeba gamovlinda mwvaved, gansxvavebiT zemoTaRwerili 
SemTxvevebisagan epilefsiuri gulyrebiT, epistatusis ganviTarebiT, romelic 
Znelad daeqvemdebara antiepilefsiur mkurnalobas. 

sistemuri sisxlZarRvovani daavadebebi (mZime aTerosklerozi, Saqriani di-
abeti, hipertonuli daavadeba) Seswavlil avadmyofebs ar aReniSnebaT, Tumca in-
sultis ganviTarebis momentSi yvela SemTxvevaSi dadgenil iqna arteriuli 
hipertenzia. yvela Seswavlil avadmyofebs aReniSnebaT Tanmxlebi daavadebis 
(bronqiti, alveoliti, miokarditi) gamovlinebiT, rac gansazRvravda daavadebis 
mZime mimdinareobas. 

amrigad, HZ-iT gamowveuli nevrologiuri garTulebebi iSemiisa da hemo-
ragiis ganviTarebiT postinfeqciuri tipisaa, vlindeba gavrcobili angiitiT da 
ar aris dakavSirebuli pirdapir viralur replikaciiT gamowveul qsovilovan 
dazianebasTan. 

granulomatozuri angiitiT, Trombozi iSemia da sisxlCaqceva warmoadgens 
herpes virusis erT-erT araiSviT garTulebas. Tumca literaturaSi arRwerilia 
erTeuli aseTi SemTxvevaSi. rogorc, Cans, perivaskuluri anTebis Camoyalibebas 
safuZvlad udevs sisxlZarRvebis gafarToveba, stazi, panarteritis da panf-
lebitis ganviTrebiT, kedlebis fibrozuli nekroziT SeSupebiT, polimorful-
birTviani leikocitebis aqtivaciiT, imunuri kompleqsebis warmoSobiT, Trombo-
cituli da eriTrocituli faqtorebis gaaqtivebiT. cxadia, rom am pirobebSi 
ganviTarebuli paTologiuri procesebi, romelic formiani elementebis aqtiva-
ciiT xasiaTdeba tvinis dazianebul ubanSi, warmoadgens anTebis ZiriTad kom-
ponents da mimarTulia darRveuli homeokinezis aRsadgenad, xolo iSemiuri da 
hemoragiuli procesebi ganixileba rogorc modificirebuli anTebis gamov-
lineba (m. beriZe, 1999; n.n ninua 2000). 

feirterma Seiswavla sisxlZarRvebis cvlilebebi HZ-is dros da igi gani-
xileba, rogorc Periartritis nodoza zosterica. dadginda tipiuri cvlilebebi kanSi, spi-
nalur gangliebSi da Sinagan organoebSi. ra meqanizmebiT xorcieldeba yovel 
konkretul SenTxvevaSi ama Tu im paTogenuri tipis cerebruli insultis Camoya-
libeba daudgenelia, xolo granulomatozuri angiitiT ganpirobebuli anTeba 
dadasturebulia. cxadia, rom aRniSnul pirobebSi perfuziuli wnevis cvale-
badoba sxvadasxva qsovilovani da ujreduli meqanizmebis amoqmedebas iwvevs, 
romelic saerToa, rogorc iSemiuri, ise hemoragiuli procesebis ganviTa-
rebisaTvis. 

miRebuli monacemebis analizidan gamomdinare SeiZleba davaskvnaT: 
1. HZ-s garkveuli paTogenuri mniSvneloba eniWeba cerebruli dishemiis gan-

viTarebaSi da ganixileba, rogorc mniSvnelovani etiologiuri faqtori. 
2. liqvoris da sisxlis specifikuri gamokvleviT dgindeba antisxeulebis 

gamovlineba virusis identifikaciisaTvis. 
3. sisxlZarRvovani procesebi ganviTarebas safuZvlad udevs difuzuri angi-

itis arseboba, rac dakavSirebulia virusis aqtivaciasTan, ris gamoc 
cerebruli da Sinagani organoebis kombinirebuli dazianeba erTiani pa-
Togenuri meqanizmebiT aixsneba. 

4. HZ-iT gamowveuli cerebruli dishemiis drouli diagnostika paTogenuri 
mkurnalobis sawindaria, romelic unda Catardes ara marto kortikos-
teroidebis, aramed kortikosteroidebis da antivirusuli preparatebis 
kombinirebuli gamoyenebiT. 

5. HZ-is mtarebel pacientebSi zosteruli dermatozis gamovlinebiT an mis 
gareSe nevrologiuri garTulebis Tavidan asacileblad saWiroa Catar-
des profilaqtikuri antivirusuli Terapia. 
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The Clinical Characteristics and Pathogenesis of Cerebral Dishaemia  

Caused by Herpes Zoster Virus 

 
M. Gordeziani, N. Ninua, R. Sigua 

TSMU, Department  of Neural Diseases  
 

Cerebrovascular disorders are problematic due to therapy, as they are caused by different reasons, 

not only by atherosclerosis or hypertension, but by herpes viruses. 

The purpose of our work was to study patients with cerebral discirculation and reveal such rare 

reasons of cerebral dischaemia and find CT-correlates. The investigation had been performed on 12 

patients with cerebral dischaemia at the age from 40 to 70, without any history of chronic vascular 

disease. All patients underwent routine neurologic and Para clinic investigations including ECG, CT, US-

sonography, CSF investigation on virus was on all patients. All patients had problems of somatic organs 

(bronchities, allveolities, myocardities).  

In such cases of cerebral dischemia CT-investigation released both types of dischaemia: ischemic 

infarction (10 cases) or intracerebral haematoma (5 cases). The pathological process was extended in size 

and doesnt correlate with the terrytory of irrigation in cases of ischemic infarction, intracerebral 

heamatomas were massive.  

The identification of virus in blood and CSF revealed the presence of Herpes Zoster virus, 

antibiotics, which were clinically confirmed by herpetic rash on different areas of the body (9 cases). 6 

patients has no hepatic rash. 

Its clear that in such cases of cerebral dishaemia Herpes-Zoster virus plays the main important role 

in pathogenesis as it causes the granulomatose angiitis. 

In conclusion such cases of cerebral dishaemia can’t be treated only by corticosteroids, but with 

combination of antivirus. 
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filtvismieri guli da pulmonuri hipertenziis gavrcelebis 
sixSire respiraciuli traqtis paTologiiT 

 hospitalizebul avadmyofebSi 
 

g. qavTaraZe, m. gegenava, T. gegnava    
Tbilisis saxelmwifo samedicino universiteti, Sinagani medicinis #1 

departamenti, mimarTuleba sindromuli diagnostika 
 

filtvismieri guli ewodeba filtvebis sisxlZarRvovan sistemaSi 
winaaRmdegobis momatebisa da mcire wris hipertenziis Sedegad gulis 
marjvena parkuWis hipertrofiasa da (an) dilatacias. 

pulmonaruli hipertenzia viTardeba pulmonarul arteriaSi 
saSualo wnevis momatebas 20 mm.vcx. wy. sv-ze metad mosvenebis 
mdgomareobaSi da 30 mm.vcx. wy. sv-ze metad datvirTvisas. pulmonaruli 
hipertenzia klinikurad ar gamovlindeba manam, sanam ar ganviTardeba 
marjvena parkuWis disfunqcia. 

pulmonaruli hipertenzia (PAH)  moicavs idiopaTiuri pulmonur 
hipertenzias da pulmonur hipertenzias dakavSirebuls sxvadasxva 
mdgomareobebTan, rogoric aris: bronqo-pulmonaruli, Torako-
diafragmuli, gul-sisxlZarRvTa, SemaerTebelqsovilovani daavadebebi, 
Tandayolili sistemur-pulmonuri Suntebi, portuli hipertenzia da 
adamianis imunodeficitis virusi. yvela es mdgomareoba iziarebs 
obstruqciul paTologiur cvlilebebs pulmonur mikrocirkulaciaSi. 

bronqo-pulmonaruli daavadebebidan filtvismieri gulis 
ganviTarebis uxSiresi mizezebia: qronikuli bronqiti, bronquli asTma, 
tuberkulozi, pnevmonia, pnevmokoniozi, emfizema,  bronqoeqtazia, 
filtvebis polikistozi, sarkoidozi, qronikuli difuzuri 
intersticiuli fibrozi da a.S. 

paTogenezi: filtvismieri gulis ganviTarebis ZiriTadi paTogenezuri faq-
torebia filtvis arteriis sistemaSi wnevis momateba da hipoqsemia. es faqtore-
bi SesaZloa iyos funqciuri da organuli warmoSobis. 

pulmonur arteriaSi wnevis gazrda dakavSirebulia sxvadasxva meqanizmeb-
Tan: vazokonstriqcia, pulmonuri sisxlZarRvis kedlis obstruqciuli remode-
lireba, anTeba da Trombozi. 

pulmonuri vazokonstriqcia aris adreuli komponenti pulmonuri hiperten-
ziis ganviTarebaSi. Zlieri vazokonstriqcia dakavSirebulia kaliumis arxebis 
funqciis darRvevasTan da endoTeliarul disfunqciasTan. plazmaSi Semcirebu-
lia vazodilatatorebi da antiproliferaciuli substanciis Semcveloba, ro-
goric aris vazoaqtiuri intestinuli peptidi. 

endoTeliaruli disfunqcia ganapirobebs vazodilatatorebis produqciis 
qronikul daqveiTebas, rogoric aris azotis oqsidi da prostaciklini, da amave 
dros, Warb sekrecias vazokonstriqtorebis: Tromboqsan A2-is da endoTelin-1is.  

anTebiTma ujredebma aseve SeiZleba Seasrulon mniSvnelovani roli pul-
monur arteriul hipertenziis ganviTarebaSi. PAH-is SemTxvevaSi pro-anTebiTi 
citokinebi imateben plazmaSi. icvleba serotoninis metabolizmis gzebi da 
pulmonuri vazokonstriqtoruli substancia dagrovili TrombocitebSi. 

koagulaciuri cvlilebebi aseve TvalsaCinoa PAH-isas. Trombebi arian, 
rogorc mikrocirkulaciaSi, ise elastiur pulmonur arteriebSi. faqtiurad, 
fibrinoleptin-A-s done, romelic gavlenas axdens Trombinis aqtivobaze da 
Tromboqsan A2-is done,  momatebulia PAH-sas. 
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arsebobs monacemebi pulmonaruli hipertenziis ganviTarebaSi genetikuri 
faqtorebis monawileobis Sesaxeb. gamovlenilia mutacia BMPR2 genSi, riTac 
SesaZloa aixsnas pulmonaruli hipertenziis ojaxuri SemTxvevebis umravlesoba. 

kvlevis mizani: Cveni kvlevis mizans warmoadgenda filtvismieri 
gulis da pulmonaruli hipertenziis gavrcelebis maCveneblis gansazRvra 
respiraciuli traqtis paTologiis dros.  

kvlevis masala da meTodebi: kvleva tardeboda Tbilisis saxelmwifo 
samedicino universitetis Sinagani medicinis #1 departamentSi 
(mimarTuleba sindromuli diagnostika), avadmyofobis istoriis analizis 
safuZvelze. 

kvlevaSi monawileobda 100 pacienti. maT Soris 20 qali da 80 kaci. 
gamoiyo ori jgufi: pirveli, romelSic gaerTiandnen orive sqesis 
warmomadgenlebi, sxvadasxva saxis pulmonaruli paTologiiT da meore 
jgufi sadac warmodgenili iyvnen pirebi, romelTac aReniSnebodaT 
sxvadasxva saxis daavadeba (kardiovaskuluri, gastrointestinuli da 
sxva). 

I-jgufSi gaerTianebuli iyvnen pacientebi, romelTac aReniSnaT 
filtvebis qronikuli obstruqciuli daavadeba n=52 da pacientebi 
romelTac aReniSnaT qronikuli pnevmonia n=50. II jgufSi rogorc zemoT 
aRiniSna warmodgenili iyvnen pacientebi, romelTac aReniSnebodaT 
sxvadasxva saxis paTologia n=50. 

kvlevis meTodebi: filtvis arteriaSi wnevis gansazRra xdeboda 
organzomilebiani (2D) transTorakaluri (TTE) eqokardiografiis 
saSualebiT, dopleruli gamokvlevis TanxlebiT.  

pulmonaruli hipertenziis gansazRvrisaTvis aseve gamoviyeneT 
eleqtrokardiografiul kvleva da gulmkerdis rentgenografia. aseve 
isazRvreboda Jangbadisa da naxiSirorJangis parcialuri wneva PaO2, 

PaCO2. 
miRebuli Sedegebi da maTi analizi: miRebuli Sedegebis analiziT 

gairkva, rom pulmonaruli hipertenzia da gamoxatuli filtvismieri 
gulis klinikuri niSnebi mniSvnelovnadaa gavrcelebuli pnevmoniisa da 
filtvebis qronikuli obstruqciuli daavadebis mqone pacientebSi, 
gansakuTrebiT xangrZlivi anamnezuri monacemebis arsebobis pirobebSi (5-
15 weli) (cx-1). rac Seexeba meore jgufis pacientebs, pulmonaruli 
hipertenzia aReniSna kardiovaskuluri daavadebis jgufSi Semaval 
pacientTa garkveul nawils  da asocirdeboda gulis ukmarisobis 
niSnebis arsebobasTan.  

gamoxatuli-maRali xarisxis pulmonaruli hipertenzia (PH=31-40 an 
PH>40mm.Hg) gansakuTrebiT maRali maCvenebliT gamovlinda pnevmoniis 
qronikuli formis n=29 (58 %) da filtvebis qronikuli obstruqciuli 
daavadebis arsebobis SemTxvevaSi n=32 (61,5%), pacientTa am nawilSi 
gamoxatuli iyo filtvismieri gulis klinikuri niSnebi, rac 
gulisxmobda sunTqviTi ukmarisobis niSnebis arsebobas: qoSini, cianozi, 
kisris venebis daberva, RviZlis gadideba, SeSupeba, asciti, hidroToraqsi. 
amave pacientebs CautardaT arteriuli airebis gamokvleva PaO2, PaCO2. 

gairkva, rom O2-is daqveiTebuli da CO2-is gazrdili maCveneblebi 
korelaciur damokidebulebaSi iyo pulmonaruli hipertenziis 
maCvenebelTan da filtvismieri gulis klinikur niSnebTan.  
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transTorakaluri eqokardiografiuli kvleviT trikuspiduri 
regurgitacia, marjvena winagulisa da parkuWis dilatacia aReniSna 
yvela im pacients sadac gamovlinda mniSvnelovani xarisxis 
pulmonaruli hipertenzia (sur.1). eleqtrokardiografiulad ,,pulmonuri” 
P kbilebi II, III, aVF ganxrebSi, hisis konis marjvena fexis nawilobrivi an 
sruli blokada gamoixata im pacientTa umravlisobaSi sadac gamovlinda 
mkveTri da gamoxatuli pulmonaruli hipertenzia.  

rac Seexeba II jgufis pacientebs pulmonaruli hipertenzia aRiniSna 
pacientTa 8-9%-Si, maT umravlesobaSi ar iyo gamoxatuli filtvismieri 
gulis niSnebi da pulmonaruli hipertenzia ZiriTadad ukavSirdeboda 
kardiul paTologias. 

miRebuli Sedegebis analiziT gairkva, rom pulmonaruli hipertenzia 
da filtvismieri gulis klinikuri niSnebi sakmaod maRali xarisxiTaa 
gamoxatuli im pirebSi, sadac aRiniSneba respiraciuli traqtis 
paTologia. igi uxSiresad asocirdeba im mdgomareobebTan, romlebic 
iwvevs filtvebis sasunTqi zedapiris mniSvnelovan Semcirebas da 
winaaRmdegobis gazrdas pulmonarul arteriaSi. Tuki gaviTvaliswinebT 
im faqts, rom pulmonaruli hipertenzia iwvevs marjvena parkuWis 
disfunqcias da sabolood filtvismieri gulis (Cor  pulmonale) for-
mirebas, mniSvnelovani xdeba filtvis arteriaSi wnevis maCveneblis 
gansazRvra daavadebis gamovlenis adreul stadiaSive da SesaZlo 
garTulebebis Tavidan arideba.  

cxrili #1: pulmonaruli hipertenziis gavrceleba respiraciuli 
traqtis daavadebis dros 

 
daavadebebi 

pnevmonia filtvebis 
qr. obst. 
daavadeba 

sxva 
daavadebebi 

sakontrolo 
jgufi 

pnevmonia  P=0.424 P=0.714 P<0.001 

fqod P=0.424  P=0.751 P=0.001 

sxva 
daavadebebi 

P=0.714 P=0.751  P=0.001 

 

suraTi-1: eqokardiografiuli monacemebi pulmonaruli hipertenziis da gulis marjvena 
Rruebis dilataciis SemTxvevaSi 
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Frequency of Cor Pulmonale and Pulmonary Arterial Hypertension in 

Patients with Respiratory Tract Disease 

 
G. Kavtaradze, M. Gegenava,T. Gegenava  

Tbilisi State  Medical University, 

 Department of internal Medicine #1 (Syndrome Diagnostics) 

 
Cor Pulmonale is defined as a group of diseases characterized by a progressive increase of 

pulmonary vascular resistance, pulmonary hypertension leading to right ventricular failure and premature 

death. 

Aim of our study was to determine frequency of PAH and Cor Pulmonale in patients with 

respiratory tract disease (Chronic Pnevmonia, Chronic Obstructive Pulmonary Disease-COPD) 

Materials and Methods: Research has taken place in Tbilisi State Medical University Internal 

Medicine №1 department basis of retrograde analysis of case histories. 100 patients took part in the 

research.. They were divided in two groups according to the main disease: I group-includes patients with 

pulmonary disease (COPD – n=52.  2. Acute pneumonia – n=50). II group –includes patients with other 

disease (Cardiovascular disease, Connective tissue diseases or Gastroenterological pathology – n=50) 

Determination of PAP was possible by 2D Transthoracic Doppler-echocardiography. Also was used 

chest radiograph and ECG. 

Received results and their analysis:  according to our study PAH is widely extended in IM. There 

was a high frequency of PAH in patients with acute pneumonia and COPD. The moderate and high level 

of PAH and signs of Cor Pulmonale was manifested in patients with  pneumonia n=29 (58 %)  and in 

COPD n=32 (61,5%), low level of PAH was found in patients with other disease. 

By transthoracic echocardiography TR, RA and RV dilatation was observed in every patient with 

important degree of PH. 

By ECG signs of RV and RA hypertrophy were expressed in great majority of patients with high 

degree of PH.  

 The results has indicated, that PAH and Cor Pulmonale is widely extended in practice of internal 

medicine and mostly it’s associated with conditions, such as respiratory tract disease. The problem is 

really actual and it needs particular attention. Early diagnostic and treatment give the possibility to control 

disease and avoid complications. 
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gul-sisxlZarRvTa sistemis mdgomareoba 
vegetosisxlZarRvovani distoniis dros bavSvebSi 

 
Nm. SvangiraZe, q. maTiaSvili, r. wivwivaZe 

Tssu g. Jvanias saxelobis pediatriuli klinika 
 

gul-sisxlZarRvTa sistemis dazianebaTa kvleva sxvadasxva paTologiebis 
dros, msoflio jandacvis organizaciis erT-erTi prioritetuli mimarTulebaa. 
kardio-vaskularul sistemaSi arsebuli cvlilebebis adreul etapze gamovle-
nas didi mniSvneloba eniWeba mZime dazianebaTa prevenciaSi. mozardTa asakis 
arainfeqciur daavadebaTa Soris, vegetosisxlZarRvovani distonia, yvelaze xS-
ir paTologias  warmoadgens [4,3,5,9]. 

vegetosisxlZarRvovani distonia multifaqtoruli daavadebaa. mis ganviTa-
rebas xels uwyobs genetikuri da SeZenili faqtorebi, romlebic ganapirobeben 
gul-sisxlZarRvTa sistemis tonusis neirohumoruli da endokrinuli regulaci-
is darRvevas, rac stresuli situaciebis dros mravalferovani klinikuri sim-
ptomebiTa da sindromebiT vlindeba [10,12,14]. daavadebis ganviTarebaSi wamyvani 
mniSvneloba vegetaciuri nervuli sistemis formirebis memkvidrul Tavisebure-
bebs eniWeba. SeZenili faqtorebi ki asruleben gamSvebi meqanizmis rols, romle-
bic farulad mimdinare neirovegetaciuri disfunqciis manifestacias uwyoben 
xels [1,16]. memkvidruli winaswarganwyoba bavSvebs ufro xSirad dedis, Sedare-
biT iSviaTad mamis mxridan gadaecemaT da 34-81% SemTxvevaSi vlindeba [17,19,20,-

22]. vegetosisxlZarRvovani distoniis etiologia da paTogenezi yvelaze srul-
yofilad axsnilia fazotonuri neirodinamikuri vegetaciuri regulirebis Teo-
riiT [6,7]. romlis Tanaxmad, adamianis organizmSi neirovegetaciuri statusi uz-
runvelyofilia vegetaciuri nervuli sistemis parasimpatikuri da simpatikuri 
nawilebis erToblivi funqcionirebiT. amasTan parasimpatikuri nawili uzrun-
velyofs genetikuri aparatis aqtivacias, rnm-is sinTezis stimulacias da cilis 
sinTezis gazrdas, mitozisa da anaboluri procesebis aqtivacias, amcirebs imu-
nuri pasuxis intensivobas. simpatikuri nawili moqmedebs diametrulad sawina-
aRmdegod. maT Soris balansis darRveva ganapirobebs disadaptaciuri daavade-
bebis ganviTarebas [15,18,21]. amasTan dakavSirebiT mniSvnelovania bavSvebSi am da-
avadebis arsebuli tipebis modificireba etiologiuri da paTogenezuri faqto-
rebis gamoyofiT. daavadebis adreul etapze yuradRebas ipyrobs gul-sisxlZar-
RvTa  sistemis dazianeba, romelic arTulebs daavadebis prognozs. 
     Cveni Sromis mizans Seadgenda Segveswavla gul-sisxlZarRvTa sistemis md-
gomareoba vegetosisxlZarRvovani distoniis dros bavSvebSi da mogvexdina pa-
Togenezuri mkurnalobis koregireba.  

masala da meTodebi: dakvirevebis qveS imyofeboda vegetosisxlZarRvovani 
distoniis mqone prepubertatuli da pubertatuli asakis 75 bavSvi, romelmac 
momarTa Tssu pediatriuli klinikas. diagnozi daisva anamnezuri, kliniko-labo-
ratoriuli monacemebisa da gamovlenili funqciuri darRvevebis safuZvelze.  
avadmyofTa ganawileba sqesis, asakis da klinikuri diagnozis mixedviT mocemu-
lia cxrilSi #1.                                                                                                           

yvela avadmyofs Cauterda klinikur-laboratoriuli gamokvleva, romelic 
moicavda eleqtrokardiografias, fonokardiografias, eqokardiografias. 

sakontrolo jgufi warmodgenili iyo imave asakis praqtikulad janmrTeli 
20 bavSviT. 

jgufebs Soris gansxvavebis Sefasebas vaxdendiT raodanobrivi maCveneble-
bisaTvis stiudentis koeficientiT (t>1,96; p<0,05). maTematikuri uzrunvelyofa 
ganxorcielda programebis paketis SPSS 11-5-is gamoyenebiT.   
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cxrili #1 avadmyofTa ganawileba sqesis, asakis da klinikuri diagnozis mixed-
viT 
  

#      niSnebi kardialuri 
tipi  n=30 

hipotoniuri 
tipi n=18 

hipertoniuri  
tipi n=27 

S  sul 

n=75 

1 gogonebi/vaJebi     18/12 11/7 15/12/15  

2 saSualo asaki 13,5±0,4  12,7±05 13,9±0,3 13,6±0,5 

3 faza:                         
gamwvaveba                        
kliniko-laborat. 
remisia 

25(83%) 

5(17%) 

13(72%) 

5(28%) 

     23(85%) 

4(15%) 

61(81%) 

14(19%) 

4 mimdinareoba:                          
msubuqi                                  
saSualo simZimis 

mZime 

   12(40%) 

11(37%) 

 

7(23%) 

7(39%) 

6(34%) 

 

5(27%) 

     11($!%) 

1037% 

 

6(22%) 

30(40%) 

27(36%) 

18(24%) 

5 sisxlZarRvovani 
reaqtiuloba:                             
simpatikotonuri                            
asimpatikotonuri                               
hipersimpatikoton
uri 

13(43%) 

10(33%) 

 

7(24%) 

6(34%) 

8(45%) 

4(21%) 

 7(36%) 

 8(30%) 

12(44%) 

26(35%) 

26(35%) 

23(30%) 

  

gamokvlevis Sedegebi: gamokvlevis Sedegebma gviCvena, rom bavSvebSi vegeto-
sisxlZarRvovani distoniis klinikuri suraTi xasiaTdeboda mTeli rigi Tavise-
burebebiT, mozrdilebTan SedarebiT. bavSvebSi daavadebis manifestacia ufro 
xSirad dakavSirebuli iyo fsiqo-emociur gadaZabvasTan: 68%-Si  gamowveuli iyo 
konfliqtiT skolaSi, 46%-Si ojaxuri konfliqtiT, 34%-s aReniSneboda fiziku-
ri da 42%-s gonebrivi gadatvirTva, garda am faqtorebisa, SeiZleba gamovyoT 
cxovrebis swrafi da datvirTuli reJimi, Zlieri SiSi da xangrZlivi orTos-
tazi. pacientTa 35%-s aReniSneboda qronikuli dekompensirebuli tonziliti,  
20%-s daavadeba ganuviTarda mwvave virusuli infeqciis gadatanis Semdeg, 5%-s 
win uZRoda Zlieri kvebiTi alergia, 6%-s daudginda WiebiT invazia. pubertatu-
li asakis bavSvebSi daavadeba iwyeboda mwvaved, zogadi simptoma-tikiT: saerTo 
sisuste, advilad daRla, temperaturis aramotivirebuli mateba 37,5 gradusamde, 
umadoba, gaRizianebadoba, dafantuloba. yvela bavSvs miuxedavad vegetosisxlZa-
rRvovani distoniis klinikuri variantisa gamouvlinda zogadi dezadaptaciuri 
sindromi advilad daRliT, fizikuri aqtivobis daqveiTebiT,  meteofaqtorebis 
cvlilebisadmi aweuli mgrZnobe-lobiT, daqveiTebuli SromisunarianobiT, gansa-
kuTrebiT dRis meore naxevarSi, mexsierebis daqveiTebiT.   

vegetosisxlZarRvovani anu neirocirkulaciuri distoniis hipotoniuri ti-
pis mqone bavSvebs aReniSnebodaT vagoinsularuli paroqsizmebi, romelsac 18,4% 
SemTxvevaSi Tan axlda gulis wasvla emociuri gadaZabvis, SiSisa da 
xangrZlivi orTostazis fonze. 78% SemTxvevaSi aReniSnebodaT cudi Zili, 
Gganmasxvavebeli niSani iyo bradikardia, xelisa da fexis TiTebis, cxviris 
wveros sicive, sifermkrTale, marmariloseburi kani xelisgulebze, TeTri da 
wiTeli laqebiT.  

xSirad 86% SemTxvevaSi gansakuTrebiT dilis saaTebSi bavSvebi uCiodnen 
Tavbrusxvevas da mfeTqavi xasiaTis Tavis tkivils safeTqelisa da Txemis areSi, 
ufro iSviaTad kefis areSi. iSviaTad 22%-Si maT aReniSnebodaT Tavis areSi 
simZimis SegrZneba da mxedvelobis gardamavali daqveiTeba. bavSvebs vegetosis-
xlZarRvovani distoniis Hhipertonuli tipis  dros aReniSnebodaT zomieri, mo-
WeriTi xasiaTis Tavis tkivili kefis areSi, romelic unviTardebodaT fizikuri 
da fsiqoemociuri datvirTvis Semdeg. vegetosisxlZarRvovani distoniis kardia-
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luri tipis mqone bavSebSi ZiriTadi klinikuri niSani iyo sxvadasxva xasiaTis 
da xangrZlivobis tkivili gulis areSi, romlis maprovocirebeli faqtori 92% 
SemTxvevaSi nervul-fsiqikuri da fizikuri gadaZabva iyo. avadmyofTa 34%-s aRe-
niSneboda mZime kardialgiebi, intensiuri 25wT da meti xangrZlivobis gulis 
tkivili, romelsac Tan axlda kanis safarvelis sifermkrTale, taqikardia da 
SiSis SegrZneba. umetes SemTxvevaSi (78%) kardialgiebi iyo msubuqi – arainten-
siuri, 20 wuTze naklebi xangrZlivobis, romelic damoukideblad gadioda. Cata-
rebuli klinikur-instrumentuli gamokvlevis analizma gviCvena, rom vegeto-sis-
xlZarRvovani distoniis hipertonuli tipis mqone pacientebSi aRiniSneboda 
taqikardia, auskultaciiT gulis tonebis moyrueba, sistoluri Suili mwver-
valze da me-5 wertilze. e.k.g.-ze registrirdeboda P da T kbilis cvlileba, ST 

segmentis cdoma izoeleqtruli xazis zemoT. fonokardio-gramaze aRiniSneboda 
gulis tonebis amplitudis daqveiTeba, dabalampli-tudiani sistoluri Suili.                                                                                                                                            
vegetosisxlZarRvovani distoniis kardialuri tipis mqone bavSebSi, eqokardiog-
rafiuli gamokvlevisas gamovlinda gulis dazianebis niSnebi sxvadasxva sixSi-
riT. endokarditis niSnebi- sarqvelebis SeSupebisa da Sesqelebis saxiT, eqosig-
nalis gaZliereba aReniSneboda maTgan 17 bavSvs. miokardiumisaTvis damaxasiaTe-
beli cvlileba iyo misi akustikuri simkrivis momateba. kardialuri tipiT daa-
vadebul 9 bavSvs, mZime kardialgiebis fonze aReniSneboda miokardiumis dazi-
aneba gulis kunTis SesqelebiT, romelic eqokardiografiul suraTze mis Se-
Supebas mogvagonebda. miokardis funqciuri mdgomareobis Seswavlam gamoavlina, 
rom pirvel rigSi ziandeba misi relaqsaciuri funqcia, gansakuTrebiT xangrZ-
livdeboda swrafi avsebis faza 0,088=-0,0032wm-de (#0,06=-0,014wm; p<0,05).   A 

daskvna: 
1. mkveTrad gamoxatuli cvlilebebi gulis mxriv aReniSnebodaT vegetosis-

xlZarRvovani distoniis kardialuri tipis mqone pacientebs. amave dros paTo-
logiuri procesis maRali aqtivobisas, gulis dazianebis latenturi periodi 
mcirdeboda.   

2. vegetosisxlZarRvovani distonia warmoadgens pre da pubertatuli peri-
odis xSir paTologias, romelic gul-sisxlZarRvTa sistemis mravali organu-
li daavadebis prediqtors warmoadgens, rasac ukve mozrdil asakSi mivyavarT 
naadrev invalidizaciamde da zogjer letalobamde.  

 

Condition of Clinical and Cardiovascular System during the Neurocirculatory 

Dystonia in Children 
 

                M  Shvangiradze , K. Matiashvili,  R.  Tsivtsivadze 

Pediatric Clinic of Tbilisi State Medical University 

 

The purpose of our research was to study the changes of cardiovascular system in children with 

Neurocirculatory Dystonia, as well as understand the distinctions of clinical manifestations of the disease.  

Source and methods: In the study were in rolled 75 children with Neurocirculatory Dystonia of pre-

pubertal and pubertal age. They were examined thoroughly by the clinical-laboratory examination, which 

included electrocardiography, phonocardiography and echocardiography.                                                                       

According to analysis, in case of cardiac form of Neurocirculatory Dystonia, Electrocardiography 

showed the signs of diffusive myocardium damage, the prolongation of the ventricular systole, cardiac 

arrhythmia. Echocardiography showed the existence of echo active focuses, the ST segment deviation was 

revealed above the isoelectric line, T wave shortening was also shown and an electric axis was moved to 

the right. 
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Изменкинетического компонентов механической работы сердца в 

условиях относительного физиологического покоя 
 

Г. Элиава, М. Гугешашвили, Н.  Бегишвили, Л. Берулава, Н. Шарашенидзе 

Грузинский университет управления качеством, 

Тбилисский государственный медицинский университет 

 

Одной из важнейших задач, стоящих перед здравоохранением является проведение профи-

лактических мероприятий, направленных на охрану здоровья населения. В комплекс этих мероп-

риятий входит своевременное распознавание и соответствующая оценка риск-факторов, провоци-

рующих развитие заболевания. Верхние дыхательные пути в силу своей топографии и функцио-

нальному значению, являясь "входными воротами" организма, одним из первых испытывают влия-

ние экзогенных факторов и в значительной мере определяют их воздействие на функциональное 

состояние организма [1,2,4,5]. 

Целью работы было исследование динамики статического и кинетического компонентов 

механической работы сердца при разных типах дыхания, в условиях относительного физиоло-

гического покоя. 

Материал и методы: Исследование проводили на здоровых лицах в возрасте 19-20 лет в 

условиях относительного физиологического покоя. Для определения ударного объема сердца и 

длительности периода изгнания крови из левого желудочка применяли метод тетраполярной 

грудной реографии по Кубичеку (Kubicek W., 1967). Испытуемые осуществляли носовое и ротовое 

дыхание. При ротовом дыхании носовое дыхание включали применением носового зажима. 

Исследование проводилось в условиях относительного физиологического покоя. Артериальное 

давление измеряли по Н.С. Короткову.  

Скорость сердечного выброса из левого желудочка определяли по формуле  

E

Q
CCB s  

где ССВ - скорость систолического выброса крови из левого желудочка (мл/с); Qs - ударный 

объем крови (мл); Е - длительность периода изгнания крови из левого желудочка (с). 

Статический компонент механической работы рассчитывали по формуле A1=PQs. где А1 - 

статический компонент работы; Р - среднее артериальное давление (мм. рт.ст);  Qs - ударный объем 

сердца (мл). 

Кинетический компонент работы сердца [4] рассчитывали из следующего уравнения: 

ES

Q
E s
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06,1



  

где Qs - ударный объем сердца; S - поперечное сечение аорты (см
2
); Е - длительность 

периода изгнания из левого желудочка (с). 

Результаты и их обсуждение: Исследование показало, что статический компонент 

механической работы сердца при ротовом дыхании усиливается в среднем на 21,8% (рис. 1А). 

Среднединамическое давление в среднем снижается на 5% (рис. 1Б). Кинетическая энергия 

сердечного выброса по сравнению с величиной при носовом дыхании увеличена в среднем на 12%. 

(Рис. 2А). Скорость сердечного выброса увеличена в среднем на 4,6% (рис. 2Б). Усиление 

кинетического компонента механической работы, совершаемой левым желудочком сердца, 

способствует ускорению тока крови, что необходимо для улучшения функции кислородно-

транспортной системы. Общее периферическое сопротивление снижается в среднем на 15%. 

Как показали предыдущие исследования [6] в условиях относительного физиологического 

покоя ударный объем при ротовом дыхании увеличивается в среднем на 10,2%. Минутный объем 

кровообращения по отношению к исходной величине увеличивается в среднем на 11,7%. 

Увеличение минутного объема кровообращения обусловлено как ростом ударного объема сердца, 

так и относительным повышением частоты пульса. В условиях понижения среднединамического 
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давления компенсаторная функция сердечно-сосудистой системы направлена на поддержание в 

сосудистой системе градиента давления, необходимого для адекватного кровотока. 

Результаты исследования показали следующую картину. 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 
Рис. 1.                                                                                              Рис. 2 

 

Рис. 1. Динамика статического компонента работы (А) сердца и среднединамического 

давления (Б) при носовом (1) и ротовом (2) дыхании в условиях относительного физиологического 

покоя. Статистический показатель уровня достоверности: Р<0,05. 

Рис. 2 Динамика кинетической энергии сердечного выброса (А) и скорости сердечного выброса 

(Б) при носовом (1) и ротовом (2) дыхании в условиях относительного физиологического покоя. 

Статистический показатель уровня достоверности: Р<0,05. 

 
Выключение носового дыхания приводит к снижению легочной вентиляции [1,7]. Усиление 

насосной функции сердца, как один из самых ранних и чувствительных компенсаторных 

механизмов способствует усилению транспорта кислорода. 

Динамика величин, характеризующих энергетику мышечного сокращения, свидетельствует 

об увеличении расхода энергии. Статический и кинетический компоненты работы, совершаемой 

сердцем, увеличиваются преимущественно за счет увеличения ударного объема крови. Относи-

тельное увеличение кинетической энергии сердечного выброса способствует поддержанию адек-

ватной циркуляции крови, что важно в условиях снижения сосудистого тонуса и необходимо для 

улучшения состояния кислородно-транспортной системы (в условиях снижения легочной вентиля-

ции). Надо полагать, что в условиях ротового дыхания имеет место повышение сократимости мио-

карда. В целом увеличение механической работы, как за счет статического, так и кинетического 

компонентов, однозначно свидетельствует, что в условиях ротового дыхания увеличивается произ-

водительность сердца. Можно считать, что в условиях относительного физиологического покоя, 

при исключительно ротовом дыхании, имеет место гиперфункция миокарда левого желудочка 

сердца. В данном случае, можно полагать, что имеет место компенсаторная гиперфункция. В 

результате выключения носового дыхания возникают изменения во всех звеньях системы крово-

обращения, включая центральную гемодинамику и периферическое кровообращение. Динамика 

статического и кинетического компонентов работы, совершаемой сердцем, способствует норма-

Б 
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лизации венозного притока и сохранению адекватного организму ударного объема за счет моби-

лизации базального резервного объема желудочков. 

 

 Change of Static and Kinetic Components of Heart Mechanical Work during 

Different Types of Respiration in Conditions  

of Relative Physiological Rest 

 
G. Eliava, M. Gugeshashvili, N.  Begishvili, L.  Berulava,  N. Sharashenidze 

Tbilisi State Medical University, Georgian Quality Control University 
 

The study was aimed at investigation static and kinetic components of mechanical work of heart 

during different types of respiration in conditions of relative physiological rest. Healthy subjects aged of 

19-20 were studied during nasal and oral respirations. The tetrapolar rheography  was used. By the oral 

respiration static and kinetic components of heart work was increased. Static and kinetic components of  

heart work was increased advantage for systolic volume. Kinetic component of heart work to promote 

adequate circulation of blood and improve transportation of oxygen. 
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daucveli marcxena koronaruli arteriis Reros 
angioplastikis gamocdileba saqarTveloSi 

 
l. amaRlobeli, T. SaburiSvili 

Tbilisis Sps “diagnostikuri servisis klinika” 
 

statistikurad koronaruli arteriebis aTerosklerozuli daavadebis 
mqone pacienTa 5%-s aReniSneba marcxena koronaruli arteriis Reros 
mniSvnelovani, 75% ze meti xarisxis stenozi. am pacienTa 50%-s damatebiT aqvs 
samive sisxlZarRvis aTerosklerozuli dazianeba da ramdenime Tamxlebi 
paTologia, romelic TavisTavd zrdis nebismieri invaziuri proceduris 
Catarebis risks. am jgufSi mxolod medikamenturi TerapiiT mkurnalobisas 5 
wliani sikvdilianoba TiTqmis 50%-s aRwevs. problemis aqtualobis gamo gasuli 
saukunis 70-80iani wlebidan daiwyo medikamenturi Terapiis alternativis Zieba. 
aorto-koronaruli Suntirebis danergvasTan erTad dagrovda masala, romelmac 
aCvena, rom es meTodi mniSvnelovnad amcirebda xangrZlivi drois ganmavlobaSi 
pacientebis sikvdilianobas: 5 wlian sikvdilianobas amcirebs 66%-iT, 10 wlians 
- 33%-T. STambeWdavi Sedegebis gamo marcxena koronaruli arteriis Reros 
stenozis mkurnalobis oqros standartad iTvleba aorto koronaruli 
Suntireba. amerikis kardiologTa kolejis 2004wlis gaidlainis mixedviT 
marcxena koronaruli arteriis Reros mniSvnelovani stenozis SemTxvevaSi I 
rigis rekomendaciaa aorto-koronaruli Suntireba.  

aorto-kornaruli Suntireba warmoadgens sakmaod travmul, teqnikurad 
rTul proceduras, romelsac xSirad Tan axlavs iseTi mZime hospitaluri 
garTulebebi rogoricaa mediastiniti, insulti, sefsisi hospitaluri 
sikvdilanoba aRwevs 7%-s; 1 wliani sikvdilianoba - 14%-s.  

1971 wlidan 1998 wlamde sabikis da kol. mier (Sabik et al.) Catarda dakvirveba 
26927 pacientze romelTac CautardaT aorto-koronaruli Suntireba marcxena 
koronaruli arteriis Reros mniSvnelovani stenozis gamo (A Benchmark for 

evaluating innovative treatment of left main coronary artery disease). sikvdilianoba da 
ganmeorebiTi revaskularizaciis saWiroeba mocemulia I cxrilSi. 
 

 
Suntirebis teqnikuri sirTulis da garTulebebis maRali sixSiris gamo 

iyo mcdeloba SeemuSavebinaT alternatiuli, naklebtravmuli da 
sikvdilianobis TvalsazrisiT ukeTesi Sedegebis meTodi. pirveli mcdeloba 
ekuTvnoda gruncigs (Andreas Grunzig) 1977wels. gruncigma scada daucveli 
marcxena koronaruli arteriis Reros balonuri angioplastika. koronaris 
ganSrevebis gamo pirvelive SemTxvevebi dasrulda warumateblad, amitom daaskva 
rom marcxena koronaruli arteriis balonuri angioplastika ar iyo 
mizanSewonili. 

angioplastikisas wamliT daufaravi stentirebis gamoyenebis Semdeg mniSvne-
lovnad Semcirda intraproceduruli garTulebebi da sisxlZarRvis ganSrevebis 
SemTxvevbi, Tumca pacientebis 40%-s 1 wlis ganmavlobaSi esaWiroebodaT 
stentis ganmeorebiTi revaskularizacia. araoptimaluri Sdegebis gamo dRemde 
aorto koronaruli Suntireba rCeba prioritetad marcxena koronaruli 

 30 dRe 1 weli 5 weli 10 weli 15 weli 20 weli 

sikvdilianoba 2,4% 6,4% 17% 26% 56% 72% 

ganmeorebiTi 
revaskularizaciis 
saWiroeba 

0,3% 1,1% 3,4% 11% 24% 39% 
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arteriis mniSvnelovani stenozis SemTxvevaSi: evropis kardiologTa asociaciis 
rekomendaciis mixedviT: marcxena koronaruli arteriis Reros mniSvnelovani 
stenozis arsebobisas, angioplastika aris Ib rigis rekomendacia Tu ar aris 
aorto-koronaruli Suntirebis Catarebis saSualeba. Tu SesaZlebelia aorto-
koronaruli Suntirebis Catareba, angioplastika ar aris rekomendirebuli. 

operaciuli teqnikis daxvewasTan da wamliT dafaruli stentebis danerg-
vasTan erTad mniSvnelovnad Semcirda stentis restenozis sixSire, ris gamoc 
kvlav gaizarda interesi marcxena koronaruli arteriis angioplastikis mimarT. 
bolo periodSi xSirad tardeba dakvirvebebi am sferoSi, Tumca sakmao 
statistikuri Zalis mqone randomizirebuli kvlevis Sedegebi jer ar aris 
gamoqveynebuli. amJamad mimdinareobs 2 didi randomizirebuli kvleva: SYNTAX – 

Synergy between Percutaneous Intervention with TAXUS and Cardiac Surgery. (taqsusiT 
kangavliTi koronaruli intervenciis da aorto-koronaruli Suntirebis Soris 
sinergia); COMBAT – Comparison of Bypass surgery and angioplasty. (aroto-koronaruli 
Suntirebis da angioplastikis Sedareba). 

daucveli marcxena koronaruli arteriis Reros stentirebis TematikiT di-
agnostikuri servisis klinikaSi 2006 wlidan 2009 wlamde Catarda dakvirveba, 
romelSic Sevida 81 pacienti. yvela maTgans Cautarda marcxena koronaruli ar-
teriis Reros stentireba. 43 pacientSi angioplastika Catarda wamliT 
dafaruli stentiT, 38-Si - wamliT daufaravi stentiiT. stenozis xarisxis 
Sefaseba xdeboda raodenobrivi analizis kompiuteruli programiT. wamliT 
dafaruli stentebis jgufSi gamoyenebuli iqna Semdegi stentebi: 24 
sirolimusiT dafaruli (Sypher, Cordis), 10 takrolimusiT  (Janus, Sorin), 4 
paklitaqseliT (Taxus, Boston Scintific), 5 trapidiliT.     (Intrepid, ClearStrem). 

pacientebis saSualo asaki iyo 65,4±14,7weli. ZiriTadi kriteriumi ris 
mixedviTac pacients utardeboda angioplastika:  
1. marcxena koronaruli arteriis Reros mniSvnelovani stenozi (stenozis 

xarisxi ≥75%). 
2. angioplastikisTvis Sesaferisi anatomia 
     da qvemoT CamoTvlilTagan minimum erTi: 
1. pacientis da mkurnali eqimis mier angioplastikaze upiratesobis miniWeba 

an CABG Catarebis SeuZlebloba. 
2. pacientebs romelTac CABG-s Semdeg ganuviTarda Tavad Suntis an samizne 

sisxlZarRvis restenozi Suntis distalurad.  
3. mwvave, gadaudebeli SemTxvevebi (kardiogenuli Soki, ST elevaciiT m.i.) 

saerTo jamSi 17 pacienti hospitalizaciisas warmoadgenda kardiogenuli 
Sokis simtomebs (sistoluri wneva <90mm vwy. sv.  30wT-ze xangrZlivad, 
inotropuli Terapiis gareSe, periferiuli cirkulaciis mkveTri deficiti). 
preproceduruli stabilizacia (kristaloidebi, inotropebi, aortuli 
kontrpulsacia) gaiara 8 pacientma, danarCens Cautarda saswrafo 
revaskularizacia. hospitaluri sikvdilianoba Seadgenda 5 pacients (29,4%); 1 
wliani sikvdilianoba - 7 pacients (41%). statistikurad  pacientebSi, 
romlebsac klinikurad gamoxatuli aqvT kardiogenuli Sokis simtomebi, 
mxolod medikamenturi Terapiis gamoyenebisas hospitaluri sikvdilianoba 
aRwevs 90%. Cven SemTxvevaSi hospitaluri sikvdilianoba mniSvnelovnad naklebi 
dafiqsirda - 29,4%. kardiogenuri Sokis jgufSi 10-ma pacientma daasrula 
erTwliani dakvirveba, aqedan: 4 pacientSi - LVEF>40%; 6 pacientSi -  LVEF>30% (sur 
1). 

wamliT dafaruli stentis jgufSi dakvirvebis xangrZlivoba Seadgenda 
minimum 1 wels. angiografiuli Semowmeba  angioplastikidan 1 wlis Semdeg 
gaiara 38 pacientma. yvela pacients angioplastikis Semdeg Cautarda ormagi 
stadartuli antiTrombozuli mkurnaloba lokaluri praqtikis mixedviT: 
aspirini 100mg. dReSi, klopidogreli 75mg dReSi minimum 18 Tvis ganmavlobaSi. 39 
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pacientSi klopidogrelis datvirTvis dozidan (300mg) angioplastikamde gasuli 
iyo >6sT, 4 pacientSi > 2sT-s. wamliT dafaruli stentis jgufSi Sevida: 
arabifurkaciuli ostialuri da Sua stenozebi – 14, distaluri bifurkaciuli 
– 29, m.i. ST elevaciiT – 21, kardiogenuli Soki – 4, m.i. ST elevaciis gareSe – 14, 
arastabiluri stenokardia – 8. arc erT pacienTan ar iyo gamoyenebuli 
intrakoronaruli ultrabgeriTi gamokvleva, mWreli baloni da rotablatori.  

 
    kangavliTi koronaruli angioplastikis adreuli periodidan xangrZlivi 
drois ganmavlobaSi marcxena koronaruli arteriis Reros ostialuri 
segmentis angioplastika iTvleboda mizanSeuwonlad, radgan miiCneoda, rom am 
dros gansakuTrebiT didia aortis ganSrevebis safrTxe. Cveni dakvirvebis 
Sedegad orive: wamliT dafaruli da wamliT daufaravi stentebis jgufSi 
Sevida 26 ostialuri segmentis angioplastika. aortis ganSreveba arc erTTan 
ar dafiqsirebula. (sur 2) 
29 bifurkaciuli angioplastikidan gamoyenebuli iqna:  

• 4 minikraS teqnika  
• 7 T stentirebiT  
• 10 T provizoruli stentireba (erTi stentis gamoyenebiT) 
• 8 “culotte” teqnikiT  

 yvela procedura dasrulda kissing balonirebiT. intraproceduruli warmateba 
iyo 97,7% (narCeni stenozi <30%), mxolod 1 pacientSi iyo narCeni stenozi >30%. 
(sur 3). 



k l i n i k u r i   m e d i c i n a 
 

35 

 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 

 
 

calke 
RniSvnis 
Rirsia 

pacientebi, 
romlebsac 

aorto 

koronaruli Suntirebis Semdeg ganuviTrdaT Suntis an samizne sisxlZarRvis 
restenozi. sur 4, sur 5. 
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wamliT dafaruli stentis jgufSi miRebuli Sedegebi: 
 

 
letalu

ri 

angiografiul
ad dadasture-
buli adreuli 
stentis Tro-

mbozi 

hospitalizac
iisas m.i. 

(periprocedu
rulad CK-mb 

mass >3ULN) 

angiografiu
lad dadas-
turebuli 

stentis res-
tenozi 

 

gviani stentis 
Trombozi 

hospital
uri 

2,3% 2,3% 7,0% _ _ 

1 wliani 4,7% _ 9,3% 9,3% 2,3% 

erTwliani dakvirvebisas miokardiumis axali infarqti aReniSna 4 pacients 
(9,3%). aqedan 2 pacients aReniSna axali stenozi (1-s RCA-s Sua segmentSi, 
meores- LCX-s pirvel marginalur totSi). 

angioplastikurad dadasturebuli stentis restenozi – 4 pscienti (9,3%)  
(1-paklitaqseli, 2-sirolimusi, 2-takrolimusi). 3 maTganSi indeqs SemTxvevis 
dros Catarebuli iyo bifurkaciuli stentireba, (aqedan ori maTganSi Saqriani 
dibeti, dislipidemia anamnezSi), 1 pacientTan - Sua segmentis stenti (anamnezSi 
15 weli diabeti). stentis gviani Trombozi – 1 pacienti (2,3%). am pacienti 
sikvdilis mizezad savarudod miCneuli iyo uecari kardiuli sikvdili, ris 
gamoc ver iqna gamoricxuli stentis gviani Trombozi. 

miRebuli Sedegebis mixedviT stentis restenozis ganviTarebis sixSirem 1 
wlis ganmavlobaSi Seadgina 9,3%. stentis restenozis maRali sixSire 
savaraudod gamowveuli iyo pacienTa maRal procentSi distaluri, 
bifurkaciuli stentirebis gamoyenebiT. bifurkaciasTan lokalizebuli 
stenozebi jer kidev asocirebulia cud klinikur gamosavalTan da ar arsebobs 
mkurnalobis optimaluri angioplastikuri meTodika aRniSnuli. arsebobs 
mosazreba, rom restenozis TvalsazrisiT optimalur Sedegebs iZleva 1 stentis 
implantacia mTavar totSi da gverdiTi totis balonuri angioplastika, Tumca 
bolo periodSi gavrcelda kvlevebi sadac yvelaze optimalur taqtikad 
bifurkaciuli stentirebisas miCneulia “Cullot” teqnikiT stentireba 2 stentis 
gamoyenebiT.  

restenozis sixSire ostialuri da Sua segmentis SemTxvevaSi Zalian 
iSviaTia. Cven dakvirvebaSi igi aRwevda 7,1%-s. aRniSnuli cifri naTlad ar 
asaxavs realur statistikur maCvenebels radgan am jgufSi Sesuli pacientebis 
ricxvi sakmaod mcire iyo. bifurkaciul stentirebas Cven dakvirvebaSi, 
erTwliani restenozis sixSire 15,7%-s aRwevs. marcxena koronaruli arteriis 
Reros bifurkaciis SemTxveveaSi ori stentis gamoyenebisas sxavadasxa 
literaturis mixedviT restenozis sixSire 8 – 15,4%mde meryeobs. (park at al.; 

valgimigli at al.; chieffo et al;) (119-7,8,9). sxva lokalizaciis bifurkaciuli stentirebis 
SemTxvevaSi roca gamoyenebulia wamliT dafaruli 2 stenti, sxvadasxva 
centrebis monacmebiT restenozis sixSire meryeobs: 2 stentis gamoyebenisas -1%-
13,5%mde. 1stentis gamoyenebisas: 1,9%-10,9%mde. aRniSnuli monacemebis safuZvelze 
SeiZleba davaskvnad rom marcxena koronaruli arteriis Reros distaluri 
bifurkaciuli stenozebis stentirebisas restenozis sixSire 1 wlis 
ganmavlobaSi mniSvnelovnad ar AaRemateba sxva lokalizaciis bifurkaciuli 
stentirebisas restenozis sixSires.  stentis restenozi sixSire bifurkaciuli 
stentirebisas 2 stentiT (1wlis ganmavlobaSi) % qvemoT warmodgenilia 
ramdenime didi dakvirvebis Sedegebi, sadac monawileobdnen pacientebi 
romelTac CautardaT marcxena koronaruli arteriis Reros angioplastika: 
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xarngrZlivi klinikuri da angiografiuli Sedegebi marcxena koronaruli 
arteriis Reros sirolimusiT dafaruli stentiT angioplastikis Semdeg Long-

term clinical and angiographic outcomes of treatment of unprotected left main coronary artery stenosis 

with sirolimus-eluting stents   (Sheiban et al.)
13 

 

85 pacienti 
2002-2004w 

letaluri m.i. stentis restenozi 
stentis 

Trombozi 
%  24 TveSi 2,4 3,6 10,8%     (9TveSi 8,2%) 0 

 
saSualo xangrZlivobis Sedegebi marcxena koronaruli arteriis Reros 
taqsusiT angioplastikisas, franguli multicentruli registri Mid term results of 

the French multicenter taxus left main registry
14

.  (78,4% Si Catarda distaluri, 
bifurkaciuli ULMCA-s angioplastika.) 

291 pacienti 
2003-2005w 

sikvdiliano
ba 

stent 
Trombo

zi 
m.i. 

samizne 
sisxlZrRvis 
revaskulariz

acia 

MACCE didi kardi-
uli da cerebro-

vaskularuli gver-
diTi movlenebi 

sawyisi 
hospitalizac

ia 
0,7% 0,34% 2,7% 0,34% 3,4% 

24 Tve 5,2% 3,1% 3,5% 7,9% 19,4% 
keTilsaimedo xangrZlivi Sedegebi daucveli marcxena koronaruli 

arteriis arabifurkaciuli stenozebis wamliT dafaruli stentiT 
angioplastikis Semdeg, multicentruli registri Favorable long-term outcome after drug 

eluting stent implantation in nonbifurcation lesions that involve unprotected left main coronary artery: a 

multicenter registry
14 

.  ST elevaciiT an elevaciis gareSe m.i-s mqone pacientebi 
gamoiricxa. dakvirveba gagrZelda 886±308 dRe. 

 

886±308 dRis dakvirvebis Semdeg: 
letaluri Sedegi 3,4% 
ganmeorebiTi revaskularizacia 4,8%  
angiografiulad dadasturebuli sten-
tis Trombozi 

2,7% 

angiografiulad dadasturebuli sten-
tis restenozi 

0,9% 

D   
dReisaTvis ukve arsebobs sakmaod didi gamocdileba daucveli marcxena 
koronaruli arteriis stentirebisa. miuxedavad imisa rom jer kidev ar 
dasrulebula didi randomizirebuli kvleva aRniSnul sferoSi, arsebuli 
masalebi saSualebas iZleva gakeTdes ramdenime mniSvnelovani daskvna: 

1) daxvewili proceduruli teqnikis gamoyenebis SemTxvevaSi daucveli 

marcxena koronaruli arteriis Reros ostialuri da Sua 
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arabifurkaciuli segmentebis angioplastika warmoadgens usafrTxo da 

efeqtur meTods. iSviaTad iZleva stentis ganmeorebiTi 

revaskularizaciis aucileblobas. Zalian iSviaTia stentis adreuli da 

gviani Trombozi. 1 wliani sikvdilianobis mixedviT iZleva ukeTes Sedegs 

vidre CABG. 

2) mwvave m.i.-s kardiogenuri SokiT garTulebis SemTxvevaSi daucveli 

marcxena koronaruli arteriis angioplastika warmoadgens yvelaze 

swraf, optimalur da efeqtur meTods. saSualebas iZleva mniSvnelovanad 

gaaumjobesos LVEF, Seamciros garTulebebis sixSire da sikvdilianoba 

hospitalizaciisas. 

3) daucveli marcxena koronaruli arteriis mniSvnelovani stenozis 

SemTxvevaSi stentireba warmoadgens erTaderT optimalur taqtikas 

maRali risk jgufi pacientebSi. (pacientebi romelTa cxovrebis 

mosalodneli xangrZlivoba mcirea TandarTuli paTologiis gamo, 

Tirkmlis ukmarisobis, ukanaskneli 6 Tvis manZilze insultis, 

kardiogenuri Sokis,) 

4) CABG-s Semdgom Suntze ganviTarebuli stenozis an samizne sisxlZarRvis 

restenozis SemTxvevaSi marcxena koronaruli arteriis Reros 

angioplastika warmoadgens mkurnalobis usafrTxo da efeqtuer meTods.  

5) daucveli marcxena koronaruli arteriis Reros bifurkaciuli 

stentirebisas 1 wlis ganmavlobaSi restenozis sixSire sxvadasxva 

kvlevebis mixedviT aRwevs 8-15,4% rac bevrad ar aRemateba sxva 

lokalizaciis bifurkaciuli stentirebis Sedegebs (1%-13,5%). 

 

Experience of Unprotected Left Main Coronary Artery Intervention in 

Georgia 
 

L. Amaghlobeli, T. Shaburishvili 

“Diagnostic Service Clinic”, Tbilisi 

 
An important experience of Unprotected Left Main Coronary Artery Intervention exists for today. 

Despite of the unfinished randomized trial according to the above mentioned problem, already existing 

materials give us opportunity to conclude, that  frequency of restenosis after unprotected left main 

coronary artery intervention is approximately 15,4%, which is near the results of the other localization 

interventions (1%-13.5%).    
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stres-dakavSirebuli kardiomiopaTiuri sindromebi 
 

r. aglaZe2;  r. SaqariSvili1;  z. faRava1,2 
1.iv. javaxiSvilis saxelobis Tbilisis saxelmwifo universiteti, 

medicinis fakulteti, 2.samedicino centri ‚cito’ 
 
stres-dakavSirebuli kardiomiopaTiuri sindromi (Stress-Related Cardiomyopathy 

syndrome) SedarebiT axali cnebaa da am eponimis qveS ramdenime gansxvavebuli 
paTologiuri mdgomareobis fonze ganviTarebuli miokardiuli disfunqcia 
moiazreba, romelsac Cveulebriv win uswrebs mwvave fsiqo-emociuri an 
fiziologiuri stresuli faqtoris arseboba [1].Asindromis aRmocenebaSi 
mniSvnelovan paTofziologiur rols TamaSobs simpatikuri regulaciuri 
meqanizmebis darRveva da kateqolaminebis  siWarbiT ganpirobebuli 
miokardiuli staningi. Sesabamisad maprovocirebel faqtorad SesaZloa 
sxvadasxva klinikuri mdgomareoba mogvevlinos, iseTi rogoricaa mwvave 
mentaluri an fizikuri stresi [2], anevrizmis gaskdomis Sedegad  
subaraqnoidul hemoaragia [3], feoqromocituri krizi an mwvave septiuri 
mdgomareoba [1], rodesac adgili aqvs  mocirkulire kateqolaminebis 
(endogenuri an egzogenuri) koncentraciis mkveTr matebas da maT mier 
miokardiumze zezRurblovan stimulaciur moqmedebas. eqsperimentuli kvlevebiT 
dadgenilia, rom kateqolaminebiT Warbi stimulaciis pirobebSi adgili aqvs 
kardiomiocitebis specifikur dazianebas, romelic miocitolizisis anu 
kumSvadi jaWvebis nekrozis (contraction band necrosis) saxiT vlindeba da mkveTrad 
gansxvavdeba iSemiiT inducirebuli miokardiumis dazianebisagan [4].  sxvadasxva 
stresuli mdgomareobis fonze aRmocenebuli kardiuli darRvevebi  SesaZloa 
manifestirdnen klinikurad da eleqtrofiziologiurad msgavsi, xolo 
paTomorfologiurad heterogenuli simptomokompleqsiT. Aamdenad, aqtualuria 
stress-inducirebuli kardiomiopaTiuli sindromis klinikuri manifestaciis, 
savaraudo fiziologiuri meqanizmebis da specifikuri klinikuri 
maxasiaTeblebis identificireba maTi ganviTarebis adreul etapebze 
daavadebamodificirebis zomebis ganxorcielebiT. 

1990 iani wlebis dasawyisSi pirvelad iaponur populaciaSi aRweril iqna 
axali kardiomiopaTiuri sindromi [5,6,7], romlis aRmocenebasac xSir SemTxvevaSi 
win uswrebda Zlieri emociuri stresi. aRniSnuli sindromi literaturaSi e.w. 
Tako-Tsubo kardiomiopaTiis, mwvave apikaluri balonuri sindromis  an e.w 
@’gatexili gulis’ ( ‚broken heart’ ) saxeliT moixseneba [8,9].  

klinikuri manifestirebis, mwvave fazaSi arsebuli simptomokompleqsis, ekg 
monacemebisa da kardiuli markerebis matebiT Tako-Tsubo kardiomiopaTia mkafiod 
emsgavseba mwvave koronarul sindroms, Tumca angiografiuli gamokvleva am 
pacientebSi adasturebs intaqturi koronarebis arsebobas, rac iSemias rogorc 
sindromis ganviTarebis SesaZlo paTogenezur safuZvels gamoricxavs [7,8]. 
sindroms mkveTri genderuli damokidebuleba axasiaTebs, pacientTa 
umravlesoba (sxvadasxva monacemis mixedviT 82-100%) postmenopauzuri asakis 

qalia [1,9]. mwvave periodSi damaxasiaTebeli ekg niSani ST-segmentis elevacia 
pacientTa daaxloebiT 90%-Si gvxvdeba. paTognomur ekg niSans warmoadgens Rrma 
inversiuli T-kbilis Camoyalibeba klinikuri debiutidan daaxloebiT 24-48 

saaTis Semdeg, rasac Tan axlavs QT intervalis prolongireba [4,8] (suraTi 1). 
damaxasiaTebelia marcxena parkuWis sistoluri disfunqciis specifiuri 
eqokardiografiuli korelati, kerZod apikaluri da Sua segmentebis kumSvadi 
funqciis mkveTri darRveva bazaluri segmentebis normaluri, Senaxuli 
sistoluri funqciis fonze (suraTi 2). regionuli kumSvadi funqciis darRveva 
Cveulebriv ar Seesabameba romelime koronaruli arteriis sairigacio zonas. 
mwvave periodSi aRiniSneba kardiuli markerebis raodenobis mcire, 
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regionaluri darRvevebisadmi disproporciuli mateba. Tumca gulis magnitur-
rezonansuli da scintigrafiuli gamokvlevebiT iSemiuri nekrozisaTvis 
damaxasiaTebeli cvlilebebis aRmoCena ar xerxdeba [1]. endomiokardiuli 
biofsiiT ki zogierT SemTxvevaSi vlindeba miocitolizisis suraTi rac 
kateqolamininducirebuli kardiotoqsiurobis damadasturebeli niSania [4]. 
Eeleqtrokardiografiuli da eqokardiografiuli darRvevebi Seqcevad xasiaTs 
atareben da klinikur mimdinareobaSi Cveulebriv adgili aqvs marcxena parkuWis 
globaluri da regionaluri sistoluri funqciis srul aRdgenas [8,9].  
 
suraTi #1.  Tako-Tsubo kardiomiopaTiis qvemwvave periodisaTvis damaxasiaTebeli 
tipiuri ekg cvlilebebi (sakuTari masala). 
  
 

 

 

 

 

 

 

 

suraTi #2.  Tako-Tsubo kardiomiopaTiis mwvave periodisaTvis damaxasiaTebeli ventriku-
lografiuri suraTi, apikaluri da Sua segmentebis akinezia bazaluri segmentebis nor-
maluri kumSvadobis fonze. Aa. diastola  b. sistola (sakuTari masala) 

a.    b.   
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 suraTi #3.  “cerebruli T-kbilebi” subaraqnoiduli hemoragiisTvis damaxasiaTebeli 
ekg niSani  (American Journal of Critical Care. 2002; 11:48-56) 

 

 

 
 

 
 
 
 
 
 
 
 

 
marcxena parkuWovani disfunqcia asocirebuli mwvave subaraqnoidul 

hemoragiasa da sxva saxis intrakranialur sisxlCaqcevasTan  kargad cnobili 
mdgomareobaa da jer kidev 1954 wels iqna aRwerili [10]. aRniSnuli sindromi 
nevrogenuli stres kardiomiopaTiis  (e.w. ‚neurogenic stress cardiomyopathy’)  
saxeliTaa cnobili da mis paTofiziologiur meqanizms nevrogenuli staningi 
warmoadgens [15]. SemTxvevaTa 75-92 %-Si vlindeba sxvadasxva saxis 
eleqtrokardiografiuli cvlilebebi [11]. Tako-Tsubo kardiomiopaTiis msgavsad 
paTognomur ekg niSans warmoadgens T kbilis Rrma, simetriuli inversia (suraTi 

3), xSiria QT-intervalis prolongireba, gamokveTili U-talRa an ST-segmentis 
depresia prekordialur ganxrebSi, sxvadasxva tipis riTmis darRvevis 
aRmoceneba. sicocxlisaTvis saSiSi ariTmia, iseTi rogorica  parkuWovani 
fibrilacia an ‚torsade de pointe’ SeiZleba dafiqsiredes 24-saaTiani monitoringiT 
[16]. ventrikuluri taqikardiis garbenebi registrirebulia monitorirebulTa 

20%-Si, xolo prolongirebuli QT-intervali – 60%-Si.es ukanaskneli xSirad 
asaxavs dagvianebul parkuWovan repolarizacias da parkuWovani ariTmiisadmi 
mzaobas. Ggulis eleqtrogenezis aRniSnuli cvlilebebis meqanizms safuZvlad 
udevs intensiuri simpaTikuri stimulacia, ganpirobebuli insuluri qerqis 
disfunqciiT. mowodebulia agreTve mosazreba arqipaleo korteqsSi 
ariTmogenuli centris arsebobis Sesaxeb [17]. M plazmuri noradrenalinisa da 
ekg-s cvlilebebs Soris korelacia anevrizmuli subaraqnoiduli 
sisxlCacevebis SemTxvevaSi kanonzomierebas ar warmoadgens [18]. mwvave periodSi 
aRiniSneba miokardis dazianebis markerebis koncentraciis mcire momateba rac 
kumSvadi funqciis darRvevis disproporciulia [12,13]. cnobilia, rom 
subaraqnoiduli hemoragiis mqone pacientTa daaxloebiT 20-30% SemTxvevebSi 
mJRavndeba meoradi kardiomiopaTiis da marcxena parkuWis regionuli 
kumSvadobis darRveva, Tumca aRniSnuli Tako-Tsubo kardiomiopaTiis msgavsad 
Seqcevad xasiaTs atarebs da ar aris dakavSirebuli koronarul paTologiasTan 
[14]. Aarsebobs mosazreba, rom Tavis tvinis mwvave dazianebis fonze adgili aqvs 
miokardiumis simpatikur nervul terminalebSi norepinefrinis masiur 
gamoTavisuflebas, rac Tavismxriv adgilobrivad miocitebis liziss da 
kontraqtilur disfunqcias iwvevs [12]. am fonze aRmocenebuli regionuli 
darRvevbi ZiriTadad marcxena parkuWis bazalur segmentebs moicavs, maSin 
rodesac apikaluri segmentebis kumSvadi funqcia praqtikulad normis 
farglebSia. regionaluri disinergiis aseTi modeli ki zustad Seesabameba 
marcxena parkuWSi simpatikuri nervuli daboloebebis anatomiur ganawilebas 
[19]. saineresoa rom nevrogenuli stres kardiomiopaTiis  fonze miokardiumis 
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qsovilis histologiurma gamokvlevam ar daadastura iSemiuri nekrozis 
arseboba da gamoavlina miocitolizisis suraTi, rac kateqolaminebiT 
inducirebuli miokardiuli dazianebisTvisaa damaxasiaTebeli [1].  

SedarebiT mwiri klinikuri masala arsebobs kateqolaminebis Warbi 
endogenuri producirebis (feoqromocituli krizis) an maqsimaluri Terapiuli 
dozis fonze ganviTarebuli kardiuli disfunqciis Taobaze. Tumca 
sainteresoa, rom calkeul SemTxvevebSi adgili aqvs marcxena parkuWis 
Seqcevadi sistoluri disfunqciis ganviTarebas, romelsac SesaZloa Tan 
axldes  eleqtrokardiografiuli cvlilebebi da miokardiumis dazianebis 
markerebis koncentraciis mateba intaqturi koronarebis arsebobis fonze [20,21]. 
Mmiokardiumis nevrogenuli staningi dadasturebulia cerebruli infarqtis [22], 
mwvave subduruli hematomis [23], tvinis metastazuri simsivneebis [24] da gilen-
bares polineiropaTiis [25] mqone avadmyofTa Soris. Mmiuxedavad imisa, rom 
nevrogenuli meqanizmiT ganpirobebuli parkuWovani hipokinezia epilefsiis 
fonze bolo dromde ar ganxilula, epilefsiur statusSi daRupulTa 
miokardis dazianebis mikromorfologiuri korelatebi TiTqmis yovelTvis 
asaxaven kateqolaminur stress. epilefsiiT daavadebul, sxva mxriv janmrTel 
axalgazrda pirTa post mortem gulis kunTis histologiuri gamokvlevebiT 
vlindeba intersticiuri da perivaskuluri mravalkerovani fibrozi da 
miofibriluri atrofia koronaruli arteriebis dazianebis gareSe [26]. 
AaRsaniSnavia, rom intensiuri kardiomonitoringis pirobebSi seriulad 
mimdinare krunCxviTi epilefsiuri gulyrebis fonze araerTgzis registrirdeba 
ekg-s reverzibeluri cvlilebebi, miokardis dazianebis enzimuri markerebis 
mciredi momateba, marcxena parkuWis Seqcevadi hipokinezia (apikaluri nawilis 
gamoklebiT) [27], rac safuZvels iZleva mosazreba gamoiTqvas stanirebuli 
miokardis Sesaxeb. A   

stress-dakavSirebuli kardiomiopaTiuli sindromebi kardiomiopaTiebis 
izolirebul jgufs warmoadgenen.  manifestirebiT, klinikur-laboratoriuli 
niSnebiT da maxasiaTeblebiT isini gamokveTilad emsgavsebian mwvave koronarul 
sindroms an iSemiiT inducirebul miokardiul dazianebas, Tumca sruliad 
gansxvavebuli fiziologiuri safuZveli gaaCniaT. Aarsebobs mniSvnelovani 
msgavseba stress-dakavSirebuli kardiomiopaTiuli sindromebis  sxvadasxva 
formas, neirogenur-stres kardiomiopaTiasa (NSC) da Tako-Tsubo kardiomiopaTias 
Soris.  Oorive SemTxvevaSi aRiniSneba genderuli ganwyoba, marcxena parkuWis 
tranzitoruli sistoluri disfunqciis arseboba koronaruli obstruqciuli 
daavadebis ararsebobis fonze,  iSemiisaTvis damaxasiaTebeli ekg cvlilebebis  
da kardiuli enzimebis koncentraciis umniSvnelo mateba. Tumca maT Soris 
mniSvnelovani ganmasxvavebeli niSnebi vlindeba regionaluri kumSvadobis da 
zogierTi ekg parametris TvalsazrisiT.  

 stres-dakavSirebuli kardiomiopaTiuli sindromebi Semdgomi kvlevis da 
Seswavlis sagans warmoadgenen. mniSvnelovania maTi drouli da zusti 
identificireba, SesaZlo maprovocirebeli faqtorebis da pacientTa maRali 
riskis jgufis gamovlena da Semdgomi garTulebebis prevencia.    
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Introduction. Despite aggressive primary therapy of IHD, prognosis remains poor, accompanied 

with death of cardiac myocytes and chronic alterations of myocardial metabolism. As it was shown in 

modern investigations, an important role in the ischemic damage play the molecule of NAD, which now 

considered not only as key coenzyme of energy synthesis pathways, but as a signaling molecule for 

various critical cellular processes, such as cardiac metabolism, mitochondrial function, cellular redox 

reactions, calcium homeostasis, differentiation, genomic stability, aging and cell death [10, 11]. NAD also 

acts as the substrate of poly(ADP-ribose) polymerase (PARP) 1, which, once activated, catalyzes transfer 

of ADP-ribose moieties from NAD to target proteins. It was shown, that cerebral ischemia/reperfusion 

also results in PARP-1 overactivation and consequent decline of NAD levels in the brain [7-11]. NAD 

depletion is thought to suppress mitochondrial function and ATP generation, leading to the release of 

apoptosis-inducing factor (AIF) and eventually cell death [9]. Thus, NAD depletion is most likely to 

menace cell survival by repressing other NAD-dependent signaling pathways [10]. At the same time 

during
 
ischemia, cellular ATP is degraded into AMP, adenosine, inosine

 
and hypoxanthine. Adenosine and 

its primary metabolite inosine
 
are ubiquitous nucleosides that can be released from ischemic

 
or reperfused 

tissue [1] and some works propose
 
that inosine may exert inotropic, vasodilatoty and anti-inflammatory

 

effects [1, 3, 7, 8, 9]. In contrast to adenosine which mainly acts via surface purine
 
receptors, inosine 

might have more direct effect on intracellular
 
signaling [11-13]. We hypothesized that drug Nadcin, 

containing NAD and inosine, in original ratio, may also cause effective cytoprotective
 
effects by 

activation of life supporting protective pathway in the cell [8-10]. The aim of the present
 
study was to 

investigate the effects of Nadcin on the severity of clinical symptoms, oxidative and inflammatory 

damage, endothelial dysfunction in patients with refractory form of AP.  

Materials and methods. 161 patients (127 men and 34 women) 49 to 65 years (57,8±6,8 years) 

with IHD without left ventricular dysfunction and well documented vasospastic angina functional class 

(FC) II to IV by CCS despite maximally tolerated medical therapy were entered into the present study. 

Exclusion criteria: severe valve heart disease requiring surgical repair, acute infection and virus disease, 

symptoms of heart failure, renal disease requiring maintenance dialysis, history of neoplasia, drug or 

alcohol abuse, enrollment in any cell therapy trial in the past 2 years. All patients before including in the 

study used β-blockers (67 and 67 patients in control and main group), Ca-channels blockers (14 and 13), 

nitrates (72 and 70), ACE inhibitors (36 and 40), diuretic (12 and 11) and aspirin/lipid lowering agents 

(72/19 and 76/21). After a single-blind placebo run-in period, patients were randomized to receive 

cardioprotective drug Nadcin (2 ampoules) every morning or placebo (conventional therapy) in control 

group for 10 days. Serum LOOH levels were measured using the ferrous oxidation of xylenol orange 2 

assay. Serum soluble intercellular adhesion molecule-1 (sICAM) levels were measured with the Parameter 

Human sICAM-1 Immunoassay Kit (R&D Systems, Minneapolis, Minnesota), Interleukin-6 (IL-6) levels 

using the Quantikine HS IL-6 R&D Systems kit, endothelin-1 (ET-1) using R&D Systems, for Human 

Immunoassay (Great Britain). The content of pyridine nucleotide was measurements according to [2] and 

velocity of O2- generation by [4].  All statistical analyses were performed with SPSS version 10 with 

alpha set to 0,05. 

Results. There were no clinically relevant differences in the baseline characteristics of patients 

between main and control groups of the study cohort: age 56,9±6,9 (63male/18female) and 58,7±6,5 

(64m/16f), CCS FC 18/32/26 – II/III/IV FC and 5 patients with asymptomatic ischemia and   17/30/28 – 

II/III/IV FC and 5 patients with asymptomatic ischemia in control and main groups, respectively. In main 

group FC of AP under treatment with Nadcin has been decreased from  3,20±0,25 to  2,02±0,08 (in 

control 3,15±0,3 to 2,64±0,07), frequency of angina pectoris attacks - by the 78% (41% in control), 

cyanosis disappeared in the 95% and 45% cases in main and control groups, respectively. Treatment with 

Nadcin occurred reduction of depth of a ST-segment and T-wave on the ECG.  

      Such improvement in the clinical status was coupled in main group with the significantly 

increase of the redox-potential and decrease the generation of O2
-
 and ET-1 (table). Nadcin treatment was 
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associated with a more pronounced decrease in the levels of LOOH vs placebo treated patients over 10 

days period (p<0,01). This indicates that treatment with Nadcin unlike conventional therapy increases 

resistance of lipoproteins to the oxidation. A significant correlation of NAD/NADH (p=0,001) with levels 

of sICAM-1, ET-1 and IL-6 were observed; however baseline levels of LOOH did not correlate with 

either of markers of inflammation or endothelial dysfunction. Worsening of the symptoms of AP 

conjugate with the increasing in plasma level of ET-1 more than 3-times under normal level which 

associated with the decrease of redox-potential (table).  

 

Table. Markers of energy metabolism, ROS production, inflammation and endothelial function. 

Parameters Control group, n=81 Main group, n=80 

NAD, nMol/ml 14±2 13,7±1,9 13,5±1,3 16,0±1,2
*#

 

NADH, nMol/ml 18,0±3,0 18,1±2,8 18,8±2,2 19,2±1,9 

NAD/NADH 0,77±0,05 0,76±0,04 0,72±0,05 0,83±0,04
*#

 

NADP 14±2 13,7±1,9 13,5±1,3 15,9±1,2 

NADP/NADPH 0,79±0,06 0,76±0,05 0,72±0,04 0,86±0,04
*#

 

Velocity of O2
-
 ge-

neration, µMol/mg 

protein in min 

69±8 72±10 78±9 39±8
***###

 

Endothelin-1, 

pMol/ml 

3,6±0,4 3,8±0,4 4,0±0,5 1,6±0,4
***##

 

sICAM-1, ng/ml 2,2±0,3 2,0±0,3 2,5±0,2 1,4±0,2
**##

 

LOOH, µMol/l 29,0±5,5 24,9±3,2 30,8±4,9 14,8±2,3
**##

 

IL-6, pg/ml 2,7±0,5 2,4±0,3 2,9±0,3 1,7±0,2
**##

 

Note: significant difference vs baseline - *, significant difference between control and main 

group - #, one symbol – p<0,05, two- <0,01, three - <0,001. In practically healthy person the 

NAD content in plasma is 20,7±1,4, NADP – 21,2±1,6 and NADH -20,5±1,8 nMol/ml; velocity 

of O2
-
 generation - 45±5, µMol/mg protein in min; ET-1 -1,12±0,21 pMol/ml, IL-6 – 1,10±0,12 

pg/ml. 
 

The including of Nadcin leads to the decreasing the level of ET-1, velocity of O2
-
 generation and 

low density lipids oxidation that’s resulting in the improvement of vascular resistance [5,6]. There was a 

significant positive correlation between rate of superoxide anion generation and level of  ET-1 in plasma 

(r 0,87, p<0,001). This data indicate that NAD/NADH contribute to endothelial dysfunction, oxidative 

modification of lipids and inflammation (the content of IL-6 increase in 2,45 and 2,63 fold in control and 

main group respectively), and through the activation of NADH-oxidase with the overproduction of 

superoxide anion (redox-potential disturbances correlate with the increasing of O2
-
, r 0,89, p<0,0001). 

Conclusion: Yearly, it has been shown [7,8,9], that administration of  Nadcin in subacute stage of 

ischemic/reperfusion myocardial injury normalized redox potential of cardiomyocytes, the total content of 

adenyl and pyridine nucleotides and abolished the increasing of PARP-1 activity in the ischemic area of 

the right and left ventricle and nonischemic region. Ying W. (2007) under neurorological diseases also 

proposed  that NAD administration may have a long window of opportunity in decreasing ischemic brain 

injury. These results give ground to conclude that NAD replenishment via treatment with Nadcin may be a 

feasible therapeutic strategy of ischemic/reperfusion injury of the cell. 
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Summary: 161 patients (58,9±3,8 years) with ischemic heart disease (IHD) and angina pectoris (AP) II-

IV functional class (FC) were randomized into two groups, main and control. Control group patients 
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received the traditional therapy and main group was additionally treated with cytoprotective drug Nadcin. 

FC of AP decreased from 3,15±0,3 to 2,02±0,08 and 3,1±0,3 to 2,64±0,07, frequency of AP attacks - by 

the 78%  and 41%, cyanosis disappeared in the 95% and 45% cases in main and control groups, 

respectively. Treatment with Nadcin leads to the reduction of depth of a ST-segment and T-wive on the 

ECG and restoration the endothelial function. This improvement in the clinical status in main group was 

coupled with the increasing of the redox-potential, decreasing the generation of O2
-
, the content of 

interleukin-6, intercellular adhesion molecule-1.  
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Sinagani medicinis #1 departamenti 

 
pulmonuri arteriuli hipertenzia aris daavadebebis jgufi, romlebic xa-

siaTdeba pulmonuri sisxlZarRvis rezistentobis progresuli gazrdiT, igi ga-
napirobebs marjvena parkuWis dazianebas da naadrev sikvdils.  

pulmunur arteriaSi wnevis gazrda dakavSirebulia sxvadasxva meqanizmeb-
Tan: vazokonstriqcia, obstruqciuli remodelireba pulmonuri sisxlZarRvis 
kedlis, anTeba da Trombozi. 

Zlieri vazokonstriqcia dakavSirebulia kaliumis arxebis funqciis dar-
RvevasTan da endoTeliarul disfunqciasTan pulmonuri arteriuli hipertenzi-
is mqone pacientebSi. plazmaSi Semcirebulia vazodilatatorebi da antiproli-
feraciuli substanciis Semcveloba, rogoric aris vazoaqtiuri intestinuli 
peptidi. 

zogierTi vazokonstriqtoris hiperproduqcia Tromboqsan A2 da endoTel-
in-1 zrdis sisxlZarRvTa tonuss da xels uwyobs sisxlZarRvTa remodelirebas.  
remodelirebas ganicdis sisxlZarRvTa kedlis samive Sre.  

anTebiTma ujredebma aseve SeiZleba Seasrulon mniSvnelovani roli pulmo-
nur arteriul hipertenziis ganviTarebaSi (PAH). PAH-is SemTxvevaSi pro-anTebiTi 
citokinebi imateben plazmaSi. icvleba serotoninis metabolizmis gzebi da 
pulmonuri vazokonstriqtoruli substancia dagrovili TrombocitebSi. 

proTrombuli darRvevebi aseve TvalsaCinoa PAH-isas. am dros imatebs fib-
rinoleptin-A-s da Tromboqsan A2-is done, romelic gavlenas axdens Trombinis 
aqtivobaze. 

kvlevis mizani: Cveni kvlevis mizans warmoadgenda pulmonaruli hipertenzi-
is gavrcelebis maCveneblis gansazRvra Sinagan sneulebaTa praqtikaSi sxvadas-
xva paTologiuri mdgomareobebis dros 

kvlevis masala da meTodebi: kvleva tardeboda Tbilisis saxelmwifo same-
dicino universitetis Sinagani medicinis #1 departamentSi (mimarTuleba sin-
dromuli diagnostika), avadmyofobis istoriis analizis safuZvelze. 

kvlevaSi monawileobda 101 pacienti. maT Soris 21 qali da 80 kaci. gamoiyo 
ori asakobrivi jgufi: pirveli, romelSic warmodgenili iyvnen 45±25w orive sq-
esis warmomadgenlebi, xolo meore 25±5w wvevamdelebi. ZiriTadi daavadebebis mi-
xedviT, romelTa arsebobis SemTxvevaSi ganisazRvra pulmonaruli hipertenziis 
maCvenebeli, gamoiyo xuTi jgufi: 1-jgufSi gaerTianebuli iyvnen pacientebi, ro-
melTac aReniSnaT filtvebis qronikuli obstruqciuli daavadeba n=16. me-2 jgu-
fSi warmodgenili iyvnen pacientebi, romelTac aReniSnaT mwvave pnevmonia n=23. 
me-3 jgufi Sedgeboda pacientebisagan, romelTac aReniSnebodaT kardiovaskula-
ruli paTologia n=25. me-4 jgufSi warmodgenili iyvnen pacientebi sxvavdasxva 
SemaerTebelqsovilovani paTologiiT an gastroenterologiuri darRveviT n=10. 
me-5 jgufSi gaerTiandnen wvevamdelebi n=27. 

kvlevis meTodebi:  filtvis arteriaSi wnevis gansazRra xdeboda organzo-
milebiani (2D) transtorakaluri (TTE) eqokardiografiis saSualebiT, dopleru-
li gamokvlevis TanxlebiT. TTE  aris arainvaziuri kvlevis meTodi pulmonuri 
hipertenziaze eWvis mqone pacientebSi. transTorakaluri dopler-eqokardiogra-
fia afasebs pulmonuri arteriis sistolur wnevas (PASP) da SeuZlia mogvawo-
dos damatebiTi informacia pulmonuri hipertenziis mizezis da Sedegebis Sesa-
xeb. PASP  aris ekvivalenti marjvena parkuWis sistoluri wnevis (PVSP). PVSP fas-
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pnevmonia

kardiovaskulur
i daavadebebi
fqod

sxva daavadebebi

wvevamdelebi

61%

72%
56%

50% 4%

deba sistoluri trikuspiduli regurgitaciis ZaliT (V) da marjvena winagulis 
wneviT (RAP), Semdegi formulis saSualebiT: PVSP₌4v2₊RAP. RAP aris standartuli 
ricxvi an fasdeba maxasiaTeblebiT qvemo Rru venidan an sauRle venidan. 
mravali kvlevebi adasturebs maRal Tanafardobas (0,57-0,93) TTE-sa da marjvena 
gulis kaTeterizacias Soris PASP-is gazomvisas. 

pulmonaruli hipertenziis gansazRvrisaTvis aseve gamoviyeneT eleqtrokar-
diografiul kvleva da gulmkerdis rentgenografia. 

miRebuli Sedegebi da maTi analizi: miRebuli Sedegebis analiziT gairkva, 
rom pulmonaruli hipertenzia mniSvnelovnadaa gavrclebuli Sinagan sneuleba-
Ta praqtikaSi. igi aReniSna kardiovaskuluri daavadebis jgufSi Semaval TiT-
qmis yvela pacients da uxSiresad asocirdeboda gulis ukmarisobis simptomebis 
arsebobasTan. aseve mniSvnelovnad gamoixata pulmonaruli hipertenzia pnevmoni-
isa da filtvebis qronikuli obstruqciuli daavadebis mqone pacientebSi, gansa-
kuTrebiT xangrZlivi anamnezuri monacemebis arsebobis pirobebSi (5-15 weli) 
(sur-1). rac Seexeba wvevamdelebs pulmonaruli hipertenzia mxolod maT mcire 
nawilSi iyo gamoxatuli da ZiriTadad asocirdeboda gulis Tandayoli mankis 
arsebobasTan.  

 
suraTi #1: pulmonaruli hipertenziis gavrcelebis sixSire Sinagan 

sneulebaTa praqtikaSi 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
gamoxatuli-maRali xarisxis pulmonaruli hipertenzia gansakuTrebiT maRa-

li maCvenebliT gamovlinda kardiovaskuluri daavadebis arsebobis SemTxvevaSi 
n=18 (72%), aseve mniSvnelovnad gamovlinda is pnevmoniis n=14 (60,86%) da filtve-
bis qronikuli obstruqciuli daavadebis arsebobis SemTxvevaSi n=9 (56,25%). 

msubuqi xarisxis pulmonaruli hipertenzia metad gamoikveTa wvevamdelTa 
jgufSi (danarCen jgufebTan SedarebiT) n=9 (33,33%). rac Seexeba mkveTri xaris-
xis pulmonarul hipertenzias is TiTqmis Tanabrad gamovlinda yvela jgufSi 
da meryeobda 6,25-8,69%-is farglebSi  

transTorakaluri eqokardiografiuli kvleviT trikuspiduri regurgita-
cia, marjvena winagulisa da parkuWis dilatacia aReniSna yvela im pacients sa-
dac gamovlinda mniSvnelovani xarisxis pulmonaruli hipertenzia. 

eleqtrokardiografiuli kvleviT marjvena parkuWis hipertrofiis da da-
Zabvis niSnebiT da marjvena winagulis dilatacia gamoixata im pacientTa umrav-
lisobaSi sadac gamovlinda mkveTri da gamoxatuli pulmonaruli hipertenzia. 
marjvena parkuWis hipertrofia ekg-ze warmodgenilia 80% SemTxvevaSi, xolo 
RerZis marjvniv gadaxra 75%-Si. 

Cvens mier Seswavlili pacientebis nawils (da ara mis srul Semadgenlo-
bas) hqondaT Catarebuli arteriuli airebis gamokvleva PaO2, PaCO2. gairkva, rom 
O2-is daqveiTebuli da CO2-is gazrdili maCveneblebi korelaciur damokidebu-
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lebaSi iyo pulmonaruli hipertenziis maCvenebelTan. yvela gamokvleuli jgu-
fis pacientebSi (wvevamdelebis garda, sadac analogiuri gamokvleva ar Catare-
bula). 

 
cxrili #1 gamovlinda statistikurad sarwmuno sxvaoba wvevamdelebsa da 

sxva jgufebs Soris (P<0.05). 
 pnevmonia kardiovaskul 

uri daavadeba 
sxva 

daavadebebi 
filtvebis qr. 

obst. 
daavadeba 

wvevamde
lebi 

pnevmonia  P=0.295 P=0.714 P=0.424 P<0.001 
kardiovsk. 
daavbadeba 

P=0.295  P=0.192 P=0.06 P<0.001 

sxva 
daavadebeb
i 

P=0.714 P=0.192  P=0.751 P=0.001 

fqod P=0.424 P=0.06 P=0.751  P=0.001 

wvevamdel
ebi 

P<0.001 P<0.001 P=0.001 P=0.001  

 
miRebuli Sedegebis analiziT gairkva, rom pulmonaruli hipertenzia mniSv-

nelovnadaa gavrcelebuli Sinagan sneulebaTa praqtikaSi (P<0.001, P<0.001 P=0.001, 

P=0.001, P<0.001 cx.1). igi uxSiresad asocirdeba im mdgomareobebTan, romlebic r-
Tuldeba gulis ukmarisobiT, an iwvevs filtvebis sasunTqi zedapiris mniSvnel-
ovan Semcirebas da winaaRmdegobis gazrdas pulmonarul arteriaSi. aRniSnuli-
dan gamomdinare problema metad aqtualuria da saWiroebs gansakuTrebul yura-
dRebas.  

 
Frequency of Pulmonary Arterial Hypertension in Practice 

of Internal Medicine 
 

T. Gegenava, M. Gegenava, G. Kavtaradze, T. Tkeshelasvili  

Tbilisi State  Medical University, Department of internal Medicine #1 
 

Pulmonary arterial hypertension is defined as a group of diseases characterized by a progressive 

increase of pulmonary vascular resistance leading to right ventricular failure and premature death. 

Aim of our study was to determine frequency of PAH with the different pathological conditions in 

practice of Internal Medicine. 

Materials and methods: Research has taken place in Tbilisi State Medical University Internal 

Medicine №1 department on the basis of retrograde analysis of case histories. 101 patients took part in the 

research: 21 women and 80  men. They were divided into five groups according to the main disease:1) 

COPD – n=16. 2) Acute pneumonia – n=23. 3) Cardiovascular disease– n=25. 4) Connective tissue diseas-

es or Gastroenterological pathology – n=27. 5) Youth of paramilitary ages – n=27 Determination of PAP 

was possible by 2D Transthoracic Doppler-echocardiography. Chest radiograph and ECG  were also per-

formed. 

Received results and their analysis:  According to our study PAH is widely extended in IM. The 

most patients with cardiovascular disease had PAH (almost all of them had symptoms and signs of heart 

failure). Also there was a high frequency of PAH in patients with acute pneumonia and COPD. And as for 

youth of paramilitary ages the only few numbers of them had expressed PAH. 

 High level of PAH was manifested in patients with cardiovascular disease n=18 (72%);  In cases of 

pneumonia n=14 – it was 60,86% and in COPD n=9 – 56,25%. The low level of PAH was in youth of 

paramilitary ages n=9 (33,33%). 
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By transthoracic echocardiography TR, RA and RV dilatation were observed in every patient with 

important degree of PH. 

By ECG signs of RV and RA hypertrophy were expressed in great majority of patients with high 

degree of PH. Furthermore, RV hypertrophy  was in 80% of patients and right deviation of axis in 75%. 

 The results have shown, that PAH is widely extended in practice of internal medicine and mostly 

it’s associated with conditions, which are themselves often complicated by heart and respiratory failure . 

The problem is really actual and it needs particular attention. Early diagnostic and treatment give the 

possibility to control disease and avoid complications. 
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gul-sisxlZarRvTa sistemis mdgomareoba  
euTireoiduli Ciyvis dros 

 
q. maTiaSvili, r. wivwivaZe, g. CaxunaSvili, m. jvariZe, 

s. CxeiZe, d. CaxunaSvili 
Tbilisis saxelmwifo samedicino universiteti 

 
difuzuri euTireoiduli Ciyvis dros aRiniSneba farisebri jirkvlis xi-

luli an sagrZnobi gadideba, romelic viTardeba iodis deficitis fonze. Ciy-
vis Camoyalibeba warmoadgens makompensirebel reaqcias, romelic mimarTulia, 
iodis deficitis pirobebSi, organizmSi Tireoiduli hormonebis mudmivi konce-
traciis SenarCunebisaken.  

janmos monacemebiT Cveni planetis mosaxleobis 655 milions aReniSneba en-
demiuri Ciyvi da msoflios sxvadasxva regionebSiEmisi gavrcelebis procenti 
15-40%-mde meryeobs [7].  

warsulSi endemiuri Ciyvi saqarTveloSi farTod iyo gavrcelebuli da 
janmos klasifikaciuri Skalis mixedviT Sefasebuli iyo rogorc mZime [1,2]. da-
avadebis sixSire mTian regionebSi 88%-s aRwevda, baris raionebSi ki 55%-s. saer-
TaSorisi organizaciebis xelSewyobiT daiwyo prevenciuli RonisZiebebis gata-
reba [2], romelic damakmayofileblad mimdinareobda. miuxedavad amisa, qveynis 
sxvadasxva regionebSi am daavadebis maRali maCveneblebis gamo, 21-e saukunis 
pirvel aTwleulSi saqarTveloSi es problema kvlav aqtualuri rCeba.… 

euTireoiuduli mdgomareobis dros pacientebi uCivian saerTo sisustes, 
advilad daRlas, Tavis tkivils, usiamovno SegrZnebas gulis areSi. es Civilebi 

http://www.ncbi.nlm.nih.gov/pubmed/14666352?ordinalpos=6&itool=EntrezSystem2.PEntrez.Pubmed.Pubmed_ResultsPanel.Pubmed_DefaultReportPanel.Pubmed_RVDocSum
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http://www.ncbi.nlm.nih.gov/pubmed/14666352?ordinalpos=6&itool=EntrezSystem2.PEntrez.Pubmed.Pubmed_ResultsPanel.Pubmed_DefaultReportPanel.Pubmed_RVDocSum
http://www.ncbi.nlm.nih.gov/pubmed/19480833?ordinalpos=9&itool=EntrezSystem2.PEntrez.Pubmed.Pubmed_ResultsPanel.Pubmed_DefaultReportPanel.Pubmed_RVDocSum
http://www.ncbi.nlm.nih.gov/pubmed/16969534?ordinalpos=3&itool=EntrezSystem2.PEntrez.Pubmed.Pubmed_ResultsPanel.Pubmed_DefaultReportPanel.Pubmed_RVDocSum
http://www.ncbi.nlm.nih.gov/pubmed/16969534?ordinalpos=3&itool=EntrezSystem2.PEntrez.Pubmed.Pubmed_ResultsPanel.Pubmed_DefaultReportPanel.Pubmed_RVDocSum
http://www.ncbi.nlm.nih.gov/pubmed/19483048?ordinalpos=2&itool=EntrezSystem2.PEntrez.Pubmed.Pubmed_ResultsPanel.Pubmed_DefaultReportPanel.Pubmed_RVDocSum
http://www.ncbi.nlm.nih.gov/pubmed/19483048?ordinalpos=2&itool=EntrezSystem2.PEntrez.Pubmed.Pubmed_ResultsPanel.Pubmed_DefaultReportPanel.Pubmed_RVDocSum
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Zlierdeba farisebri jirkvlis III xarisxis hiperplaziis dros da asaxavs 
nervuli da gul-sisxlZarvTa sistemis funqcionalur darRvevebs [3,5,6]. 

euTireoiduli Ciyvis dros gul-sisxlZarRvTa sistemis dazianebani dRei-
saTvis naklebad Seswavlili problemaa [8,10]. euTireoiduli Ciyvis fonze, endo-
krinuli darRvevebis Sedegad miokardSi viTardeba Seqcevadi metaboluri cvli-
lebebi da irRveva energetikuli balansi, rac gulis gamtar sistemaze axdens 
zegavlenas  da xelsuwyobs kardiomiopaTiis ganviTarebas [4].  

euTireoiduli Ciyvi asocirdeba gul-sisxlZarRvTa sistemis daavadebaTa 
ganviTarebis maRal riskTan da mis fonze am daavadebaTa ganviTarebis riski 2-
jer ufro maRalia, vidre zogad populaciaSi [7,9].   

Sromis mizans warmoadgenda Segveswavla Ggul-sisxlZarRvTa sistemis  md-
gomareoba da farisebri jirkvlis funqcia euTireoiduli CiyviT daavadebuleb-
Si.   

masala da meTodebi: Cveni dakvirvebebis qveS inyofeboda euTireoiduli Ci-
yviT daavadebuli 62 pacienti. maTgan 40 qali da 22 mamakaci, pacientTa saSualo 
asaki iyo 36+-12; sakontrolo jgufs Seadgenda imave asakis praqtikulad jan-
mrTeli 25 mozrdili. 

yvela avadmyofs Cauterda klinikur-laboratoriuli gamokvleva, romelic 
moicavda farisebri jirkvlis gamokvlevas ultrabgeriTi skanirebiT (aparatiT 
sonilainsi), farisebri jirkvlis hormonebis _ Tiroqsinisa (T4) da triidTiro-
ninis (T3) koncentraciis gansazRvras radio-imunologiuri meTodiT, agreTve 
eleqtrokardiografias, fonokardiografias, eqokardiografias.   

miRebuli masalis statistikuri damuSaveba ganxorcielda kompiuteruli 
programa SPSS 11 paketiT. 

pacientTa 19,3%(12)-s aReniSneboda farisebri jirkvlis I xarisxis hiperpla-
zia, 48,7%(30)-s II xarisxis da 32%(20)-s ki III xarisxis hiperplazia. eqogenuroba 5 
SemTxvevaSi iyo daqveiTebuli, danarCen SemTxvevaSi normis farglebSi, kista an 
kvanZi ar dafiqsirebula.   

Catarebulma gamokvlevebma gviCvena, rom euTireoiduli CiyviT daavadebu-
lebs axasiaTebdaT sisxlis SratSi Tiroqsinisa da triiodTironinis koncent-
raciis Semcireba. es cvlilebebi korelirebda farisebri jirkvlis hiperplazi-
is xarisxTan da Sesabamisad Tiroqsinisa da triiodTironinis Semcveloba sis-
xlis SratSi yvelaze dabali iyo III xarisxis hiperplaziis dros (cxrili #1). 
 
cxrili #1: Tiroqsinisa da triiodTironinis koncentracia sisxlis SratSi 
euTireoiduli Ciyvis dros.  
 
maCveneblebi 

sakontrolo   
jgufi n=25 

euTireoiduli 
Ciyvi I xarisxi 

n=12 

euTireoiduli 
Ciyvi II xar. 

n=30 

euTireoidu
li Ciyvi III 
xar. n=20 

Tiroqsini (T4) 
(n. moli/l) P< 

113.87±3.93 110,76±4,65 
P<0.05 

107.62±5.4 
P<0.001 

61.79±8.77 
P<0.001 

triiodTironini 
(T3) (n.moli/l) P< 

1.54±0.15 1.44±0.25 
P<0.05 

1.05±0.25 
P<0.001 

0.93±0.12 
P<0.001 

     
miRebuli Sedegebis analiziT avadmyofTa 50%-s daudginda sxvadasxva saxis 

subieqturi Civilebi. kerZod, 43 pacienti uCioda advilad daRlas, 18 _ qoSins 
fizikuri datvirTvis dros, 14 _ Tavbruxvevas, 9-s anamnezSi aRniSnavda sinkopes. 
amasTanave aRniSnuli Civilebi ZiriTadad gamovlinda farisebri jirkvlis III 
xarisxis hiperplaziis dros, I xarisxis hiperplaziis dros. dros advilad daR-
las uCioda mxolod  4  pacienti.  

gul-sisxlZarRvTa sistemis mdgomareobis Seswavlisas euTireoiduli Ciyv-
iT daavadebulebSi  aRiniSneboda taqikardia, auskultaciiT gulis tonebis moy-
rueba, sistoluri Suili mwvervalze da me-5 wertilze. e.k.g.-ze registrirdebo-
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da P da T kbilis cvlileba, ST segmentis cdoma izoeleqtruli xazis zemoT. fo-
nokardiogramaze aRiniSneboda gulis tonebis amplitudis daqveiTeba, dabalam-
pltudiani sistoluri Suili. eqokardiografiuli gamokvlevisas pacientTa 1/2½-
s aReniSneboda mxolod marcxena parkuWis miokardiumis hipertrofia, iSviaTad 
aRiniSneboda marjvena parkuWis miokardiumis hipertrofia. amasTanave, Tuki mar-
cxena parkuWis miokardiumis hipertrofia Tanabari sixSiriT gvxvdeboda farise-
bri jirkvlis II da III xarisxis hiperplaziis dros, gulis orive parkuWis hipe-
rtrofia ufro xSiri iyo  III xarisxis hiperplaziis dros dros.  

winagulTa hipertrofia gvxvdeboda mxolod III jgufis pacientebSi. kerZod, 
1/3 SemTxvevaSi gvxvdeboda parcxena winagulis hipertrofiis niSnebi, maTgan 50% 
SemTxvevaSi is Serwymuli iyo marjvena winagulis hipertrofiasTan. izolirebu-
lad, marjvena winagulis hipertrofia registrirebuli iyo mxolod or pacient-
Tan. 

euTireoiduli CiyviT daavadebulTa damaxasiaTebeliEekg parameteri iyo pa-
Tologiuri Q kbili, romelic upiratesad gvxvdeboda farisebri jirkvlis I da 
II xarisxis hiperplaziiT mimdinare euTireoiduli Ciyvis dros da calkeul 
pacientebSi misi siRrme aRwevda 10-16mm-s. aseve xSiri iyo gulis parkuWebis el-
eqtruli sistolis gaxangrZliveba.  

farisebri jirkvlis III xarisxis hiperplaziiT mimdinare euTireoiduli 
Ciyvis ekg maxasiaTebels miekuTvneboda parkuWTa repolarizaciis darRveva, rac 
gamoixateboda STsegmentis izoxazidan gadaxriT, T kbilis amplitudis Semcire-
biT, orfazianobiT anda inversiiT I, aVL da V4-6 ganxrebSi. sisxlis SratSi 
Tiroqsinisa da triiodTironinis dabali Semcvelobis dros pacientTa 13,5%-Tan 
ekg-zeV4-6 ganxrebSi registrirdeboda maRali, viwrofuZiani, wamaxvilebuli T 
kbili, aseve ufro maRali sixSiriT gvxvdeboda parkuWovani QRS kompleqsis cv-
lilebebi, vidre maSin, roca farisebri jirkvlis hormonebis koncentracia 
normidan umniSvnelod iyo gadaxrili. 
 
cxrili #2: ariTmiebis sixSire, ekg monacemebiT,  euTireoiduli Ciyvis dros 
dros bavSvebSi 
                                                            
# ritmisa da gamtareblo-

bis darRvevis saxeebi 
euTireoiduli 
Ciyvi I xarisxi 
n=12 

euTireoiduli 
Ciyvi Iixar. n=30 

euTireoidul
i Ciyvi III xar. 
n=20 

Aabs. %   Aabs. % 
1 sinusuri taqikardia 4 33,3 12 40 9 45 

2 sinusuri bradikardia 3 25 9 30 8 40 

3 Eeqtopiuri ritmi 2 16,6 3 10 4 20 

4 supraventrikuluri 
eqstrasistolia 

- - 6 20 8 40 

5 parkuWovani 
eqstrasistolia 

- - 3 10 3 15 

6 supraventrikuluri 
paroqsizmuli 
taqikardia 

- - - - 2 10 

8 trioventrikuluri 
gamtareb lobis tranz. 
darRveva  

- - - - 2 10 

9 parkuWTaSida 
gamtareblo-bis tranz. 
darRveva 

- - 1 - 2 10 

ekg-ze gulis ritmis da gamtareblobis darRvevebi aReniSneboda avadmyof-
Ta 64%-s(cxrili #2). maTgan sinusuri taqikardia gamouv-linda 45%-s, sinusuri 
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bradikardia _ 40%-s, gulis riTmis gaiSvia-Teba gansakuTrebiT mniSvnelovani 
iyo II da III jgufSi da pacientTa mesamedSi gulis SekumSvaTa sixSire Seadgen-
da 48-54-s wuTSi. 

sinusuri eqstrasistolia, parkuWovani eqstrasistolia da winagulovani eq-
strasistolia Tanabari sixSiriT gvxvdeboda orive jgufSi, SedarebiT iSvia-
Tad magram mxolod euTireoiduli Ciyvis III xarisxis dros aRiniSneboda wina-
gulTaSorisi, atrioventrikuluri da parkuWTaSorisi gamtareblobis darRveva. 

supraventrikuluri paroqsizmuli taqikardia Segvxvda mxolod 2 pacientT-
an pulsis sixSiriT 130-155 wuTSi. parkuWovani paroqsizmuli taqikardia arc er-
T jgufSi ar Segvxvedria, rac eTanxmeba literaturul monacemebs (cxrili #2). 

amgvarad: _ uTireoiduli Ciyvis dros aRiniSneboda Tiroqsinisa (T4) da  
triidTironinis (T3) koncentraciis Semcireba, rac korelirebda farisebri ji-
rkvlis  hiperplaziis xarisxTan. 

euTireoiduli CiyviT daavadebulebSi,Ggul-sisxlZarRvTa sistemis  mdgoma-
reobis Seswavlisas, gamovlinda taqikardia, auskultaciiT gulis tonebis moy-
rueba, zogjer sistoluri Suili mwvervalze da me-5 wertilze, Ee.k.g.-ze P da T 

kbilis cvlileba, paTologiuri Q kbili, ST segmentis cdoma izoeleqtruli 
xazis zemoT. 

_ gulis mxriv mkveTrad gamoxatuli cvlilebebi aRiniSna farisebri jir-
kvlis III xarisxis hiperplaziiT mimdinare euTireoiduli Ciyvis dros. kerZod,  
ekg-ze maRali, viwrofuZiani, wamaxvilebuli T kbili V4-6 ganxrebSi da parkuWo-
vani QRS kompleqsis cvlilebebi. I xarisxis hiperplaziis dros ki ekg maCvene-
blebi SedarebiT nakleblad informatiuli iyo. 
 

 

Cardio-Vascular System and Euthyroid Goiter 

 
K. Matiashvili,  R.  Tsivtsivadze,  G. Chakhunashvili,  M. Jvaridze, S. Chkheidze, D. Chakhunashvili 

The pediatric clinic of Tbilisi State Medical Universiti 

 

Key words: cardio-vascular system, Euthyroid goiter. 
The aim of the study was to investigate the function of thyroid glands as well and our aim was the 

investigation of cardio-vascular system in patients with Euthyroid goiter. The investigation was carried 

out on 62 patients with Euthyroid goiter who underwent Ultrasonography of the thyroid glands in serum 

of blood, concentration of thyroid hormones T4 and T3 also were studied. 

The analyses show, that ECG findings are less informative for the first group. Cardiac rhythm 

disorders occur most frequently for the second group: sinus tachycardia, rarely sinus bradycardia, 

sometime left ventricular hypertrophy was observed. On early stage of left ventricular hypertrophy the 

most informative are: R-wave amplitude in V4- V6 and depth in the right chest leads (V1- V2). The ECG 

findings of hypertrophy occur rarely with diabetes mellitus and have no diagnostic value. The small 

voltage of ECG findings, ST segment depression, 1-wave inversion, marked U-wave in standard and left 

chest leads, indicative the dilatative cardiomyopathy, occur in the patients of the third group. 

 Left ventricular diastolic function changes were observed on the echocardiograms for the II group. 

It was expressed by increasing of apical and integral speed of transmitral flow. The severity of these 

processes develops parallel with duration of the disease. The tendency of left ventricular hypertrophy was 

observed in the third group. 
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Клиника гигантских артериальных внутричерепных аневризм 
 

Ю.  Зозуля, М. Хиникадзе 

Институт нейрохирургии  им. акад. А.П. Ромоданова. АМН Украины, г. Киев. Украина. 

№1 Клиническая больница г. Батуми. Грузия. 

         
         Представленная клинико-неврологическая характеристика гигантских аневризм различной 

локализации, позволит улучшить их раннюю диагностику и качество лечения данной группы 

больных, своевременно применить нейровизуализирующие методы уточненной диагностики.  

Введение. Гигантские артериальные аневризмы головного мозга представляют важную  

медицинскую  проблему. Они отличаются особенностями клинического течения заболевания, 

трудностями диагностики и сложностями хирургического лечения. Такие пациенты сравнительно 

редко попадают после дебюта заболевания непосредственно к специалисту-нейрохирургу. Долгое 

время состояние больных компенсированное или субкомпенсированное, и они  обращаются к  

терапевту, невропатологу или офтальмологу. На этом этапе обследования  важным является 

выявление особенностей клинических проявлений гигантских аневризм различной локализации, 

что будет способствовать раннему направлению больных к нейрохирургу и проведению 

адекватных инструментальных исследований.    

Впервые термин гигантская аневризма предложен Locksley в 1966 году. Он применен по 

отношению к артериальным аневризмам, имеющим размеры   2.5 см в диаметре и более. [1, 2, 9, 10, 

11]. Распространенность гигантских аневризм составляет в среднем 3 – 10 % от общего числа 

аневризм головного мозга. [3, 4, 12, 16]. По данным  Лебедева В.В., Крылова В.В. [5] гигантские 

аневризмы составляют 6% от всех аневризм головного мозга, они встречаются у больных всех 

возрастных групп  от младенческого возраста до 70 лет и старше. 

По данным Heros RC, [14] из 40 наблюдений гигантские аневризмы чаще встречались в 

каротидно-офтальмическом отделе и  в  области основной артерии. Среди 80 больных с 

гигантскими аневризмами  T. Pieggars  [16] чаще наблюдал такие аневризмы в области 

супраклиноидной части внутренней сонной артерии, ствола основной артерии или в ее развилке. 

По данным  Лебедева В.В., Крылова В.В. [5] 34.6%  гигантских аневризм располагались в 

области супраклиноидной части внутренней сонной артерии, 30,8% - средней мозговой  и  34,6 % - 

передней соединительной артерии.   

http://www.ncbi.nlm.nih.gov/sites/entrez?Db=pubmed&Cmd=ShowDetailView&TermToSearch=17543260&ordinalpos=4&itool=EntrezSystem2.PEntrez.Pubmed.Pubmed_ResultsPanel.Pubmed_RVDocSum
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         Материалы и методы исследования. В Институте нейрохирургии  им. акад. А.П. 

Ромоданова АМН Украины с 1998 по 2008 г. лечилось 89 больных с гигантскими внутричереными 

аневризмами головного мозга различной локализации. У 41 больного заболевание дебютировало 

субарахноидальным кровоизлиянием (46%), а у 48 больных (54%) имело место клиническое 

течение заболевания по псевдотуморозному типу. Из них было женского пола – 56 (63%),мужского 

- 33 (37%). Самому младшему пациенту – 13 лет, самому старшему – 78 лет. Основная группа 

представлена больными в возрасте от 30 до 59 лет – 67 (75,3%). 

         Результаты и их обсуждение. В связи с особенностями анатомических взаимоотношений 

аневризм с их  клиническими проявлениями целесообразно рассмотреть клиническую картину с 

учетом  разной локализацийи аневризм. 

       Аневризмы  кавернозной части внутренней сонной артерии.  Выявлены у 10 (11,2 %) 

пациентов. Возраст больных – от 27 до 78 лет. Встречались преимущественно у женщин (8 из 10 

набл.).  

      Чаще других очаговых симптомов у больных с такой локализацией аневризм было поражение 

глазодвигательных нервов, Особенностью течения заболевания был интермитирующий характер 

поражения черепных нервов отмеченный у 4 пациентов. Из других клинических проявлений 

гигантских аневризм кавернозной части внутренней сонной артерии следует отметить развитие 

нерезко выраженного экзофтальма у 3 больных, поражение зрительного нерва и хиазмы у 2 

больных и эндокринные нарушения у одной пациентки (растройства менструального цикла и 

ожирение). Генез наиболее характерных клинических симптомов, обусловленных расположением 

гигантских аневризм в кавернозном синусе, представляется смешанным. Наряду с непосредст-

венным воздействием патологического процесса на прилегающие к нему нервные структуры, 

нельзя исключить развитие у больных с такой патологией нарушения артериального 

кровообращения в мелких ветвях кавернозной части внутренней сонной артерии, а также 

венозного оттока вследствие сдавления аневризмой вен, впадающих  в венозный коллектор, 

каковой является кавернозный синус. Следует отметить, что ни у одного из 10 больных с 

аневризмами кавернозной части внутренней сонной артерии не наблюдалось признаков поражения 

полушария головного мозга, появление которых у больных с такой локализацией патологического 

процесса многие авторы обьясняют микроэмболиями из частично тромбированных аневризм. 

[2,15]  

     Гигантские аневризмы супраклиноидной части внутренней сонной артерии (Рис.1)  

                   
     А.                                        Б.                                              В. 

Рис.1. Гигантская аневризма супраклиноидной части внутренней сонной артерии. 

А. церебральная ангиография. Б. МРТ головного мозга. В. МР – ангиография 

головного  мозга. 

были диагностированы у 27 больных (30.3%), а офтальмического отдела –у 12 (13.5%) 

больных. Возраст больных – от 13 до 66 лет. У 18 человек первым проявлением заболевания было 

субарахноидальное кровоизлияние, 9 пациентов перенесли повторные кровоизлияние. В момент 

кровоизлияния у одного больного развился эпилептический синдром. При расположении аневриз-

мы кнутри от внутренней сонной артерии развивались зрительные нарушения, а кнаружи – 

глазодвигательные. 

Среди  наших наблюдений более часто встречались зрительные нарушения, чем глазодвига-

тельные. Поражение черепных нервов у большинства больных носило интермиттирующий харак-

тер. Локальная боль в лобно-орбитальной области, возникающая вероятно из-за воздействия на 

наружную стенку кавернозного синуса и ветви тройничного нерва, имелась у  15 больных. 
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     Гигантские аневризмы средней мозговой артерии диагностированы у 20 (22.5%) больных. 

(Рис.2) 

                   
     А.                                        Б.                                              В. 

Рис. 2. Гигантская аневризма средней мозговой артерии. А. КТ-головного мозга. 

Б. МРТ- головного мозга. В. МР- ангиография. 

        Возраст – от 15 до 65 лет. У 16 больных первичным проявлением заболевания было 

субарахноидальное кровоизлияние с развитием эпилептического синдрома – в 4 случаях.   

Очаговые симптомы поражения полушария головного мозга на стороне расположения аневризмы 

после кровоизлияния имелись у 14 больных. Они были в различной степени выражены и у 

некоторых пациентов регрессировали через некоторое время после геморрагии. После 

кровоизлияния у одного больного наблюдался амнестический синдром, трое пациентов перенесли 

повторные субарахноидальные кровоизлияния. Локальная головная боль на стороне расположения 

аневризмы отмечена у 14 больных. У 3 больных аневризма проявляла себя признаками очагового 

объемного процесса головного мозга. 

       Гигантские аневризмы передней мозговой артерии – передней соединительной артерии 

обнаружены у 16 (18 %) больных. (Рис. 3) 

 

                               
        А.                                                                    Б. 

Рис.3. Гигантская аневризма передней мозговой  – передней соединительной артерии. 

А.  КТ-головного мозга. Б. церебральная ангиография. 

 
 Гигантские аневризмы вертебро-базилярного бассейна имели место у 4 больных.   

Возраст больных – от 30 до 59 лет. У одного больного, имевшего аневризму позвоночной 

артерии, неврологическая симптоматика ограничивалась только нарушением чувствительности  на 

лице и нарастающим расстройством  координации. 

 Гигантская аневризма основной артерии обнаружена у 2 больных. У одного больного с 

аневризмой, расположенной в межножковой цистерне и в области задних отделов III желудочка, 

заболевание начиналось с  глазодвигательных нарушений. После кровоизлияния развилась 

окклюзионная гидроцефалия с симптомами поражения мозга на диэнцефальном уровне. У второго 

больного она проявлялась мезэнцефальными симптомами с нарастающими признаками 

гидроцефалии и с явлениями застоя на глазном дне. У больного с аневризмой задней мозговой 

артерии, отмечалась общемозговая симптоматика с нарастающим снижением памяти. 
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         Заключение.  К особенностям клинического течения гигантских аневризм головного мозга 

можно отнести следующее: 

   а) Аневризмы кавернозной части внутренней сонной артерии протекают с поражением нервов, 

проходящих в наружной стенке кавернозного синуса. Поражение черепных нервов часто носит 

интермитирующий характер. 

    б) Аневризмы супраклиноидной части внутренней сонной артерии помимо симптомов 

субарахноидального кровоизлияния, типичных для разрыва артериальных аневризм, могут 

проявлятся как объемный процесс хиазмально – селлярной области и медиальных отделов малого 

крыла основной кости, сопровождаясь поражением черепных нервов и локальной головной болью 

на стороне расположения аневризмы.     

 в) Аневризмы средней мозговой артерии обычно дебютируют остро, субарахноидальным 

кровоизлиянием, это в большинстве случаев сопровождается симптомами поражения полушария 

головного мозга на стороне расположения аневризмы. 

         Гигантские аневризмы  головного мозга могут быть заподозрены в догеморрагический период 

по ряду клинических признаков: локальной головной боли, преходящим или стойким пораженем 

черепных нервов, эпилептическими припадками, признаками очагового поражения головного 

мозга и внутричерепной гипертензии.   

        Учет клинико-неврологических проявлений, характерных для гигантских внутричерепных 

аневризм, может способствовать своевременному применению нейровизуализирующих методов, 

улучшить их уточненную раннюю диагностику и оптимизировать условия проведения  

нейрохирургического лечения.    

 

The Clinic of the Giant Intracranial Arterial Aneurysms 
 

Y. Zozylya.   M. Khinikadze 
Academician A.P. Romodanov Institute of Neurosurgery at the Academy of Medical Sciences 

of Ukraine, Kyiv, Ukraine, Batumi N1 hospitals. Gorgia 

 

Clinical neurologic characteristic of giant aneurysms of different etiology represented here 

helps to improve early diagnostic and quality of treatment in present patients groups.  Opportune 

appliance of neurovisualizing methods of diagnostic and direction at the Institute of neurosur-

gery.   
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Грыжа запирательного отверстия 
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Клиническая больница №1 г. Батуми 

 
В хирургической практике запирательные грыжи встречаются крайне редко,  главным 

образом страдают женщины  в пожилом возрасте [3,9]. Заболевание  было впервые описано  в 1724 

году Arnaud de Ronsil. Т. Юсупов на 9000 операций по поводу грыж живота, лишь в одном случае 

отметил грыжу запирательного отверстия [16]. В настояшее время в мировой литературе описано 

всего около 600 случаев [5]. Преобладание запирательных грыж у женщин большинство хирургов 

объясняют особенностями анатомического строения женского таза: более выраженным его нак-

лоном, большой величиной запирательного отверстия, более вертикальным положением запира-

тельного канала. При старении у женщин  уменьшается  масса жировой клетчатки в запирательном 

канале, подвергаются атрофии запирательные мышцы. Вследствие этого промежуток около сосу-

дисто-нервного пучка увеличивается, создавая тем самым предпосылки для возникновения грыжи 

[2,3,10,16]. Грыжи запирательного отверстия составляют 0,05% от грыж брюшной стенки и 0,4% 

всех случаев механической тонкокишечной непроходимости [1,4,8,10,14,15]. В большинстве случа-

ев ущемлена петля подвздошной кишки. Часто обструкция частичная. Имеются сообщения о 

чередовании клинической картины  острой кишечной непроходимости с периодами ремиссий [13].   

Распознавание запирательной грыжи очень затруднительно. Грыжевое выпячивание часто не 

наблюдается [4,7,13]. Лишь в третьей стадии,когда грыжевое выпячивание выходит из-под края 

гребешковой мышцы,его можно прощупать в виде округлого опухолевидного образования на 

переднемедиальной стороне верхней трети бедра,в области скарповского треугольника [16]. 

Скрытые каналикулярные  формы распознаются по косвенным признакам. Больные предъявляют 

жалобы на боли в области внутренней поверхности бедра, нередко носящие невралгический 

характер [11,13,14,15]. Это обусловлено давлением грыжевого выпячивания на запирательный нерв 

внутри канала. По данным   S.R. Harpes  и J.H. Holt, симптом сдавления запирательного нерва при 

грыже наблюдается всего в 50% случаев [11,13,14,15,16]. Ущемление запирательной грыжи сопро-

вождается быстро развивающимися симптомами кишечной непроходимости, что и является 

обычно показанием для экстренной операции [2,6,10,11,12,13].   
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Клинический случай: Пациентка 78 лет, поступила в хирургическое отделение 02.02.2009.-

на  третий день  после начала заболевания. Со слов больной, вначале появились острые боли в 

правом бедре с иррадиацией в правое колено. Через день  появились и  постепенно нарастали боли 

в животе, вздутие живота, тошнота, общая слабость.Была неоднократная рвота, которая не при-

несла улучшения. Интересно отметить,что два года тому назад она с аналогичными  симптомами 

поступала в одну из клиник г. Тбилиси. В ходе динамического наблюдения, процесса диагностики 

и консервативной подготовки, боли в животе у больной прошли, и она выписалась из больницы. В 

настоящее время при поступлении общее состояние больной средней тяжести. Отмечаются боли в 

правом бедре с иррадиацией в колено, схваткообразные боли в животе, тошнота, общая слабость. 

Для уменьшения болезненности правая нога слегка согнута в тазобедренном суставе с ротацией 

бедра внутрь. Кожа и слизистые бледноватые. Подкожная клетчатка слабо выражена. Температура 

тела 36,8 C. Пульс 80 ударов в минуту. Артериальное давление 120/80 мм. рт.ст.  Язык обложен 

белым налетом. Живот умеренно вздут, пальпаторно мягкий, умеренно болезненный. Симптом 

Щеткина-Блюмберга сомнительный. Перистальтика усилена. Грыжевое выпячивание не отмечае-

тся и не пальпируется. Сомптомы Howship-Romberg и Hannington-Kiff  положительные. На обзо-

рной рентгенограмме живота отмечаются расширенные петли тонкого кишечника с горизонтал-

ьными уровнями жидкости, т.н. «чашки Клойбера». В крови лейкоцитоз- 11,0×10
9
/л со сдвигом 

лейкоцитарной формулы влево. Другие лабораторные данные в пределах нормы. Больной был пос-

тавлен диагноз острой тонкокишечной непроходимости. Была заподозрена ущемленная грыжа 

запирательного отверстия. Но больная  от предложенной операции  воздержалась. Операция была 

проведена лишь через 12 часов от время поступления больной в стационар.  За это время симптомы 

кишечной непроходимости прогрессировали. Оставались и невралгические боли в правом бедре.  

Произведена срединная лапаротомия. В брюшной полости 200,0 мл мутной серозной жид-

кости. В запирательное отверстие ущемлена стенка петли подвздошной кишки (т.н. рихтеровское 

ущемление).Над ущемлением отмечается перекрут кишечной петли. Приводящая часть  расши-

рена, переполнена газами и жидкостью. Вывести ущемленную петлю кишки из запирательного 

отверстия не удалось. Рассечено ущемляющее кольцо путем надреза запирательной мембраны 

книзу и кнутри,чтобы не ранить запирательную артерию. Отмечается некроз стенки кишки 4×2 см. 

Произведена резекция тонкой кишки с энтеро-энтероанастомозом бок в бок. Пластика грыжевого 

отверстия путем наложения швов на ножки внутренней запирательной мышцы, и после иссечения 

грыжевого мешка, сшита брюшина. Назоинтестинальная интубация тонкой кишки с целью деком-

прессии. Санация и дренирование брюшной полости. Послеоперационный период протекал гладко. 

Больная выписалась из больницы  с выздоровлением на 10 день после госпитализации.  

Заключение: Таким образом, несмотря на превалирующую клиническую картину острой 

кишечной непроходимости, с учетом анамнеза и неврологической симптоматики, удалось заподоз-

рить ущемленную грыжу запирательного отверстия, что и было подтверждено в ходе операции.  

 

Hernia of the Obtural Canal 
B. Chaxvadze, D. Nakashidze 

Batumi , #1 ClinicalHospital 

 
   Obtural hernia is rare and chiefly affects women in the seventh and eighth decades of life. Only 

600 cases have been reported since the first description in 1724 by Arnaud de Ronsil. Obtural hernia is 

thought to result from progressive laxity of the pelvic floor which may be associated with advanced age, 

emaciation, increased intraabdominal pressure and multiparity. For all practical purposes, the hernia 

through the obtural canal is rarely visible externally and a palpable mass is detected only a rare case. 

Obstruction is often partial. Intestinal obstruction of unknown origin is the usual preoperative diagnosis. 

Pain in the medial aspect of the thigh, sometimes radiating to hip and knee joints (Howship-Romberg 

sign),and loss of the adductor reflex of the  thigh in the presence of positive patellar reflex (Hannington-

Kiff sign) are the only distinguished symptoms. They are not always present or, if present, may be 

overlooked. The clinical case of the 78 year old patient, which has arrived in hospital with the manifest of 

the acute small bowel obstruction is analyzed in the article, but  data of  anamnesis and neurological 

symptoms before surgery could be suspected as a hernia of obtural canal, which was confirmed during the 

intervetion. 
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Double Patch Repair Through a Single Ventriculotomy for Ischemic 

Ventricular Septal Defects 
 

P.Primo Caimmi, E. Grossini, R. Boido,C. Coppo, F. Scappellato, G.Vacca ,G.Teodori 
Departments of Cardiac Surgery and Physiology, Azienda Ospedaliera  Universitaria 

“Maggiore della Carità ”, Medical School, University of Eastern Piedmont “A. Avogadro”, 
Novara, and Department of Cardiology, Fondazione Maugeri, Veruno, Piedmont, Italy 

 
Postinfarction ventricular septal defects complicate approximately 1% to 2% of cases of acute 

myocardial infarction and account for about 5% of early deaths after myocardial infarction. Many 
techniques have been developed that have improved salvage of patients suffering this catastrophic 
complication of myocardial infarction but the closure of the septal defect without tension, which in most 
instances will require the use of prosthetic material and the  buttressing of the suture lines with pledgets or 
strips of Teflon felt or similar material to prevent sutures from cutting through friable muscle remains the 
critical problem of all surgical techniques. This video presents the double patch technique that we 
developed specifically to reduce tension  on the patch sutures and to avoid the  blood infiltration into 
suture lines among patch and muscle that is the main cause of recurrence of shunt  after the septal defect 
closure. 

 
ormagi nakeris teqnika postinfarqtuli parkuWTaSorisi Zgidis 

defeqtis dros 
f. primo kaimi, Ee. grossini, r. boido, k. koppo, 

f. skappellato, j. vakka, j. Teodori 
fiziologiisa da kardioqirurgiis departamenti, azienda ospedalieras 
saxelobis universiteti, samedicino skola, aRmosavleT piedmontis 

universiteti, novara, piedmonti, italia 
 

miokardiumis mwvave infarqti daaxloebiT 1-dan 2%-mde SemTxvevebSi rTul-
deba postinfarqtuli parkuWTaSorisi Zgidis defeqtiT da Seadgens naadrevi 
sikvdilobis 5% miokardiumis infarqtis Semdeg. 

aq warmodgenilia ormagi nakeris teqnika, romelic specialurad SemuSave-
buli iqna imisaTvis, rom Semcirebuliyo wneva nakerze, raTa Tavidan aviciloT 
sisxlis infiltracia nakeris nawibursa da kunTSi, rac aris ganmeorebiTi 
Suntis mizezi Zgidis defeqtis daxurvis Semdeg. 

 

 
НАРУШЕНИЯ ВАРИАБЕЛЬНОСТИ СЕРДЕЧНОГО РИТМА ПРИ РАННЕМ 

ПОСТИНФАРКТНОМ КАРДИОСКЛЕРОЗЕ ПОСЛЕ ЧПКА СО 
СТЕНТИРОВАНИЕМ 

 
Манак Н.А., Карпова И.С., Кароза А.Е., Мацкевич С.А., Соловей С.П.  

РНПЦ «Кардиология», Беларусь 
В настоящее время является очевидным, что вариабельность сердечного ритма (ВСР) коррел-

ирует с риском смертности при перенесенном инфаркте миокарда. Снижение вагусной активности 
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и/или нарушение баланса вегетативных влияний на синусовый ритм в пользу симпатического от-
дела вегетативной нервной системы (ВНС) выявляются уже в ранние сроки инфаркта миокарда и с-
охраняются не менее 6-12 месяцев. Целью исследования явилось исследование ВСР  у больных с 
ранним постинфарктным кардиосклерозом после чрескожной пластики коронарных артерий (ЧП-
КА) со стентированием. 

Материал и метод. Обследованы 40 больных через 6 месяцев после перенесенного крупно-
очагового инфаркта миокарда среднего возраста (55,0±0,84 лет, 33 мужчин и 7 женщин). Сахарный 
диабет и сердечная недостаточность свыше НIIА были критериями исключения. Больные были раз-
делены на 2 группы: 20 лицам в остром периоде инфаркта миокарда была выполнена ЧПКА и 
стентирование (II группа) и 20 человек находились только на медикаментозной терапии (I группа). 
Обе группы сравнения были сопоставимы между собой по клинико-функциональным показателям, 
не различались по частоте встречаемости различных локализаций перенесенного инфаркта миока-
рда, по величине индекса локальной сократимости миокарда Контрольную группу составили 18 
практически здоровых лиц (10 мужчин, 8 женщин) среднего возраста 48,3±1,96 лет. 

Параметры ВСР изучали с использованием программно-технического комплекса «Бриз». На 
первом этапе проводилась 5-минутная запись ЭКГ лежа на спине, на втором этапе выполнялась 
активная ортостатическая проба (АОП), вызывающая активацию симпатической вегетативной 
нервной системы, и проба с контролируемой частотой дыхания (ПКЧД)  (6 вдохов в минуту), 
направленная на оценку степени активации парасимпатической ВНС (длительность обеих проб 
составляла по 5 минут. 

Результаты и обсуждение. В обеих группах больных доминировали симпатическая активно-
сть ВНС (повышенные показатели Амо, рАмо) и напряжение регуляторных систем (SI  по Р.М. 
Баевскому) на фоне сниженной активности парасимпатической нервной системы (сниженные 
параметры RMSSD, NN50, pNN50). Однако у больных, прошедших стентирование, общая ВСР  
(SDNN) была достоверно выше, чем в I группе (р<0,05). При АОП в I группе определялся достове-
рно более высокий индекс напряжения, по сравнению со здоровыми лицами (p<0,05) и при ПКЧД 
не достигал нормальных значений (p<0,05). Во II группе пациентов динамика параметров ВСР при 
обеих пробах не отличалась от нормы.  

В соответствии с классификацией А.Вейна, проведенные пробы интерпретировались как по-
вышенная, адекватная, отсутствие реакции (“вегетативная денервация”) и парадоксальная. Согла-
сно этим критериям при АОП у 2 лиц I группы наблюдалась  сниженная реакция ВНС,  у 2 - пара-
доксальная и у 1 больного «вегетативная денервация», при ПКЧД – у 1,2 и 1 пациента соответстве-
нно. В группе пациентов, перенесших  ЧПКА со стентированием, только в одном случае АОП и в 2 
случаях ПКЧД наблюдался сниженный тип реакции ВНС, в то же время парадоксального варианта 
реагирования или реакции “вегетативная денервация”  не наблюдалось ни у одного больного .  

Заключение. Полученые результаты свидетельствуют о снижении вагусной активности и 
нарушении баланса вегетативных влияний на синусовый ритм в пользу симпатического отдела 
вегетативной нервной системы при раннем постинфарктном (полгода) кардиосклерозе. Проведение 
ЧПКА со стентированием   в период острого инфаркта миокарда способствует улучшению регуля-
ции вегетативной нервной системы в постинфарктном периоде. 

 
 

Impairment of Heart Rhythm Variability in the Early Period of Myocardial 
infarction during the transcutaneous Intervention 

 
N.A. Manak, I. S. Karpova, A.E. Karoza, S.A. Matskevich, S.P.Solovei 

Republic Scientific-Research Center of Cardiology, Minsk 
 
Nowadays it is well known, that heart rhythm variability correlates with the risk of mortality in post 

infarction period. Transcutaneous intervention during the acute myocardial infarction contributes to the 
improvement of vegetative nervous system regulation after myocardial infarction.  
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Reasons and Control of Heart Failure as Seen In Ghana 
  

   Ch. Owusu  
Health Extension Officer Ghana Health Service offinso Ash 

 
This study was done to determine the factors underlying heart failure in patients observed at the 

Department of Medicine, St. Patrick’s Hospital Offinso, in the Ashanti Region of Ghana. Patients above 
twenty years admitted to the medical wards with diagnosis of heart failure were taken on. Detailed records 
were obtained. Clinical examination, electrocardiography, Chest X-ray, echocardiography and 
haematological tests were done. A total of one hundred and twenty patients were studied; 56 males and 44 
females, aged 21 - 70 years with the mean 45.1 (+/- 21.1) years. The main reasons of heart failure were 
hypertension (42.5%; n=51), rheumatic heart disease (RHD) (21.6%; n=30), and cardiomyopathy (17.4 %; 
n=20). Other conditions seen in the patients were electrocardiographic left ventricular hypertrophy (ECG 
LVH) (50.2 %) and anaemia (28.3%).  

In conclusion, the most frequent reasons of heart failure in our patients were hypertension and RHD. 
ECG LVH and anaemia were two major conditions seen in the patients. 

 
 

gulis ukmarisobis gamomwvevi mizezebi da kontrolis 
SsaZleblobebi ganaSi  

 
C. ovusu 

es kvleva Catarda wminda patriqsis hospitalSi – ganas respublikaSi, raTa 
gansazRvruliyo is faqtorebi, romlebic ganapirobeben gulis ukmarisobis ga-
momwvev mizezebs. Seswavlil iqna 20 wlis zemoT pacientebi, romelTac mimarTes 
klinikas da daesvaT gulis ukmarisobis diagnozi. mopovebuli iqna dawvri-
lebiTi informacia. klinikuri gamokvleva, eleqtrokardiografia, gulmkerdis 
rentgenografia, eqokardiografia da hematologiuri testebi iqna Catarebuli. 
mTlianobaSi Seswavlili iqna 120 pacienti: 56 mamakaci da 44 qali, 21-dan 70 
wlamde. gulis ukmarisobis ZiriTad mizezebs Seadgenda hipertenzia (42,5%), gu-
lis revmatuli daavadeba (21,6%) da kardiomiopaTia (17,4%). sxva paTologiebidan 
aRsaniSnavia marcxena parkuWis hipertrofia dadgenili eleqtrokardiografiiT 
(50,2%) da anemia (28,3%). 

daskvnis saxiT SeiZleba iTqvas, rom gulis ukmariosbiss uxSires mizezs 
ganas mosaxleobaSi warmodgens hipertenzia da gulis revmatuli daavadeba. 
marcxena parkuWis hipertofia da anemia iyo 2 ZiriTadi faqtori zemoT aRniS-
nul pacientebSi. 

 

 

Функциональ Состояние Эндотелия и Микроциркуляции у Больных 
Стенокардией Наприажения и Инсулиннезависимым Сахарным 

Диабетом, Роль Гликемического Контроля 
 

  С.П.Соловей, Е.С.Атрощенко, С.А.Мацкевич, И.С.Карпова, Н.Г.Кадочкина  
РНПЦ «Кардиология», г. Минск, Беларусь 

 
Цель исследования: изучить особенности нарушения эндотелиальной функции и состояния 

микроциркуляторного русла в зависимости от уровня компенсации углеводного обмена у больных 
стабильной стенокардией напряжения (СН) и инсулиннезависимым сахарным диабетом (ИНСД). 

Материалы и методы: Обследованы 62 больных СН в сочетании с ИНСД среднего возраста 
58,3±0,77 лет, 33 – мужчины, 29 – женщин. Степень компенсации углеводного обмена оценивали 
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по критериям компенсации СД (ВОЗ) с определением количества гликированного гемоглобина 
крови (HbA1c) иммунотурбодиметрическим методом. В зависимости от величины HbA1c больные 
были разделены на две группы: I – с уровнем HbA1c <7,1%, II – с уровнем HbA1c ≥7,1%. Группы 
значимо не отличались ни по средней продолжительности ИБС (4,0±0,99 и 6,1±1,62 лет соотв.), ни 
по стажу ИНСД (5,1±1,27 и 5,1±1,95 лет соотв.). Исследование функции эндотелия проводили с 
помощью ультразвука высокого разрешения 7,5 МГц по методу D. Celermajer (1992). Определяли 
диаметр плечевой артерии в покое, при реактивной гиперемии (РГ) – эндотелийзависимая 
вазодилятация (ЭЗВД) и после сублингвального приема нитроглицерина – эндотелийнезависимая 
вазодилятация (ЭНВД). Нарушение ЭЗВД проявлялось отсутствием прироста диаметра плечевой 
артерии >10% в ответ на РГ, либо появлением парадоксальной вазоконстрикции. Для исследования 
микроциркуляции использовали ультразвук с частотой разрешения 25 МГц на установке «Мини-
макс-Допплер-К» (Санкт-Петербург). Измеряли объемную (QAS) и линейную (VAS) максимальные 
систолические скорости кровотока, рассчитывали индекс периферического сопротивления (RI, 
Пурсело) и индекс пульсации (PI, Гослинга), отражающий упругоэластические свойства сосудис-
той стенки. Исследования проводили в области ногтевых валиков среднего,  безымянного пальцев 
и мизинца обеих рук.  

Результаты исследования: В среднем, нарушение ЭЗВД выявлено в обеих группах боль-
ных. Однако в I группе в 20% случаях функция эндотелия была сохранна, чего мы не обнаружили 
во II группе, а процент встречаемости парадоксальной вазоконстрикции был значительно меньше 
(20,0%) в сравнении с 37,5% во II группе. Отсюда средний прирост диаметра в ответ на РГ у пацие-
нтов с уровнем HbA1c ≥7,1% оказался меньшим (2,82±0,135), нежели в I группе (3,39±0,173). При 
исследовании ЭНФЭ мы не обнаружили нарушения по среднему показателю: 25,26±1,966% в I и 
22,48±2,316% во II группе (в норме >20%). Однако имеющееся небольшое межгрупповое различие 
объясняется большей частотой встречаемости нарушения ЭНФЭ при уровне HbA1c ≥7,1% (в 50% 
случаях) в сравнении с 22,2% в группе больных с HbA1c <7,1%. 

Анализ параметров микроциркуляции выявил достоверное снижение VAS во II группе – 
1,26±0,147см/с в сравнении с первой – 1,68±0,126см/с (р<0,05) и значительное снижение QAS  
(0,54±0,064мл/с и 0,68±0,051мл/с соотв.). Индекс Гослинга также оказался меньше (1,88±0,076 и 
2,00±0,117 соотв.), а RI – несколько  больше во II группе, нежели в  первой (0,98±0,016 и 
0,093±0,041 соотв.). 

Заключение: При увеличении уровня HbA1c у больных СН в сочетании с ИНСД происходит 
усугубление дисфункции эндотелия крупных сосудов, снижение скорости кровотока, потеря 
эластичности сосудистой стенки и увеличение периферического сопротивления в 
микроциркуляторном русле, что ведет к снижению перфузии тканей кровью и прогрессированию 
ИБС. Данная взаимосвязь диктует необходимость поиска не только эффективных методов 
коррекции выявленных нарушений, но и гликемического контроля при лечении пациентов такой 
категории. 
 

Endothelial Functional Condition and Microcirculation in Patients with 
Stable Stenocardia and Diabetes Mellitus Type II, Role of Glycemic Control 

 
S.P. Solovei, E.S. Atroshchenko, S.A. Matskevichi, I.S. Karpova, N. G. Kadochkina 

Republic Scientific-Research Center of Cardiology, Minsk 
 

The aim of the study was to assess the endothelial dysfunction and microcirculation status in the 
relation of glucose level in patients with stable stenocardia and diabetes mellitus type II. 

While increased level of HbA1 in patients with stable stenocardia and diabetes mellitus type II, 
impaired endothelial dysfunction of large vessels, decreased velocity of blood flow, decreased elasticity of 
vasculature and increased peripheral resistance  are observed, which leads to the decreased perfusion of 
tissues with blood and contribute to the progression of CHD.  

Obtained results and correlations show not only the necessity to find out the correction  ways of the 
observed pathologies , but  importance of glicemic control during the treatment of patients of such group. 
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Experience with Over 1400 Implanted Ventricular Assist Devices for 
Treatment of End-Stage Heart Failure 

 
V. Alexi-Meskhishvili, M. Pasic, T. Drews, E. Hennig, T. Krabatsch,  R. Hetzer 

Department of Cardiothoracic and Vascular Surgery, Deutsches Herzzentrum 
Berlin, Germany. 

 
Purpose: The use of ventricular assist devices (VADs) in patients with chronic end-stage or acute 

heart failure has led to improved survival. We present our experience since 1987.  
Subjects and methods: Between July 1987 and June 2009, 1400 VADs were implanted in 1294 

patients. Most of them were men (81.9%). The indications were: cardiomyopathy (n=1107), postcardioto-
my heart failure (n=173), acute myocardial infarction (n=52), acute graft failure (n= 50), a VAD problem 
(n=10), and others (n=8). Mean age was 46.1 (range 3 days to 78) years. In 50.5% of the patients the VAD 
implanted was left ventricular, in 47.9% biventricular, and in 1.5% right entricular. There were 14 
different types of VAD. A total artificial heart was implanted in 14 patients.  

Results: Survival analysis showed higher early mortality (p<0.05) in the postcardiotomy 
group (50.9%) than in patients with preoperative profound cardiogenic shock (31.1%) and patients with 
preoperative end-stage heart failure without severe shock (28.9%). A total of 270 patients were 
successfully bridged to heart transplantation (HTx). There were no significant differences in long-term 
survival after HTx among patients with and without previous VAD. In 76 patients the device could be 
explanted after myocardial recovery. In 72 patients the aim of implantation was permanent support. 
During the study period 114 patients were discharged home. Currently, 54 patients are on a device.  

Conclusions: VAD implantation may lead to recovery from secondary organ failure. Patients 
should be considered for VAD implantation before profound, possibly irreversible, cardiogenic shock 
occurs. In patients with postcardiotomy heart failure, a more efficient algorithm should be developed to 
improve survival.  

 
 

gulis parkuWebis damxmare aparatis implantaciis gamocdileba 
Sorswasuli gulis ukmarisobis samkurnalod 1400 pacientSi 

 
v. aleqsi-mesxiSvili, m.pasiki, t. dreusi, e. hennigi,  

T. krabatski, r. hetseri 
kardioTorakaluri da vaskularuli qirurgiis departamenti, 

herzentrumi, berlini, germania 
 

Cveni gamocdileba (1987-2009wlis CaTvliT) exeboda gulis damxmare aparatis 
implantacias rogorc mwvave, ise qronikuli gulis ukmarisobis mqone pacienteb-
Si, romelTa saSualo asaki Seadgenda 46,1 wels. kvlevaSi CarTvis kriteriumebi 
iyo: kardiomiopaTia, postkardiomiopaTiuli gulis ukmarisoba, miokardiumis mw-
vave infarqti, Suntis mwvave ukmarisoba. gamoyenebul iqna 14 sxvadasxva tipis ap-
arati, maT Soris marcxena parkuWis, biventrukuluri da marjvena parkuWis dam-
xmare aparati.  

miRebulma Sedegebma cxadyo, rom postkardiotomiul pacientebSi naadrevi 
sikvdiloba iyo maRali (50,9%), vidre pacientebSi kardiogenuli SokiT (30,1%) da 
Sorswasuli gulis ukmarisobiT Sokis gareSe (28,9%). mTlianibaSi warmatebiT 
iqna gadanergili zemoTaRniSnuli aparati 270 SemTxvevaSi, 72 pacientSi apara-
tis gadanergvis mizani iyo hemodinamikis permanentuli uzrunvelyofa. kvlevis 
periodSi 114 pacienti gaewera klinikidan damakmayofilebel mdgomareobaSi, am-
Jamad implantirebul aparatiT dakvirvebis qveS imyofeba 54 pacienti. E 

Cveni gamocdilebis safuZvelze SeiZleba davaskvnaT, rom gulis parkuWebis 
damxmare aparatis implantacia iwvevs organos funqciis gaumjobesebas da meora-
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dad gamowveuli ukmarisobis prevencias. pacientebs sasurvelia CautardeT im-
plantacia Rrma, Seuqcevadi kardiogenuli Sokis ganviTarebamde, xolo rac 
Seexeba postkardiotomiuli gulis ukmarisobis mqone pacientebs, saWiroa ufro 
daxvewili algoriTmis SemuSaveba sikvdilianobis Semcirebis mizniT. 

 
 

 
 

 
Антоишемическая и Антиаритмическая Эффктивность Тиотриазолина 

при Лечении Пожилых Больных Стабильной Стенокардией 
 

Н.А. Манак, С.А. Мацкевич, С.П. Соловей, И.С. Карпова, О.А. Барбук, И.Д. Козлов  
Республиканский научно-практический центр «Кардиология», г. Минск, 

Республика Беларусь 
 

Цель: определение антиишемической и антиаритмической эффективности применения 
тиотриазолина в комплексной терапии у пожилых больных стабильной стенокардией со 
стенозирующим поражением коронарных артерий. 

Материал и методы: обследовано 25 пожилых больных стабильной стенокардией ФК II-III 
со стенозирующим поражением коронарных артерий (уменьшение просвета одной или нескольких 
коронарных артерий более 75% по данным коронароангиографии) в возрасте от 65 до 74 лет 
(средний возраст составил 68,7±0,83 года). Инфаркт миокарда в анамнезе у 20 больных (80%).  
Медикаментозное лечение включало β-адреноблокаторы  (высокоселективный бета-адреноблока-
тор бисопролол принимали все обследованные больные, средняя суточная доза препарата состави-
ла 6,85±0,80 мг/сутки), аспирин, по показаниям -  пролонгированные нитраты по гибкой схеме, 
ингибиторы АПФ при повышении артериального давления. Всем больным был назначен курс 
лечения тиотриазолином: в течение 10 дней препарат вводился в/мышечно по 4 мл 2,5% раствора 2 
раза в день, далее перорально в дозе 300 мг в сутки. Курс лечения составил 6 недель. Верификация 
стенокардии напряжения, определение толерантности к физической нагрузке осуществлялись с 
помощью велоэргометрического тестирования по протоколу непрерывно – возрастающих ступеней 
нагрузки (50 – 100 – 150 Вт) на аппарате Hellige с использованием аппаратно – программного 
комплекса «Сигма». Длительность каждой ступени нагрузки составляла 3 минуты. Для оценки 
антиишемической эффективности терапии осуществлялось также ЭКГ – картирование в 60 
отведениях с использованием компьютерного пакета программы «Интекард». Проводилось 
количественное сопоставление величин инверсии сегмента ST, амплитуд отрицательных зубцов T, 
также учитывалось число отведений, в которых наблюдались эти изменения. Всем больным было 
также выполнено суточное мониторирование ЭКГ по Холтеру на аппарате «Philips Zymed Holter» 
(США). Оценивалась суммарное время инверсий интервалов ST и число ишемических эпизодов, а 
также количество желудочковых и наджелудочковых аритмий.  

Результаты: После курса лечения с применением тиотриазолина у пожилых больных значи-
тельно уменьшилось число ангинозных приступов в неделю и потребляемых таблеток нитрог-
лицерина (р<0,001). Выполненная на велоэргометре работа после 6 недельного курса лечения была 
значительно больше (р<0,05), чем при исходном исследовании. Суммарное время выполнения 
теста также значительно увеличилось (р<0,05). Суммарное количество ишемических эпизодов по 
данным ЭКТГ - картирования в процессе медикаментозного лечения  по сравнению с исходными 
данными значительно уменьшилось (р<0,05).  По данным суточного мониторирования исходно у 
пожилых больных выявлялись эпизоды депрессии сегмента ST, а также значительное количество  
желудочковых и наджелудочковых аритмий. После курса лечения с применением тиотриазолина 
отмечается значительное уменьшение количества эпизодов депрессии сегмента ST и суммарной 
продолжительности эпизодов депрессии сегмента ST (р<0,001), а также  количества желудочковых 
(р<0,05) и наджелудочковых аритмий (р<0,001). У 24% обследованных больных исходно 
отмечались пароксизмы желудочковой тахикардии, после курса лечения тиотриазолином ни у 
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одного пациента пароксизмальной активности не наблюдалось. При применении тиотриазолина у 
больных не было выявлено осложнений и побочных эффектов. 

Заключение. Таким образом, 6-недельный курс лечения тиотриазолином способствует 
значимому увеличению антиишемической и антиаритмической эффективности проводимой 
терапии у пожилых больных со стенозирующим поражением коронарных артерий. 

 
 
 
 

Antiischemic and Antiarrythmic Effects of Tiotriazoline in the Treatment of 
Elderly Patients with Stable Angina Pectoris 

 
N.A. Manak, S. A. Matskevich, S.P. Solovei, I.S. Karpova, 

 O.A.Barbuk, I.D. Kozlov 
Republic Scientific-Research Center of Cardiology, Minsk 

 
The aim of the study was to assess antiischemic and antiarrythmic effects of tiotriazoline in elderly 

patients with stable angina pectoris. After treatment course with tiotriazoline, number of heart attacks and 
nitroglycerine consumption decreased importantly (p<0.001). No adverse effects and complications have 
been observed during treatment course with tiotriazoline. 6-week treatment course with tiotriazoline 
provides important improvement of antiischemic and antiarrythmic effects of administered medicines in 
elderly patients with stable angina pectoris. 
 

 

 
 

Left Ventricular Pressure Spectral Analysis  
 

*A. Bletkin, **S. Postnov, *I. Borisov, *V.  Simpnenko 
*Centre of cardiac surgery, 2 Central Military Hospital, **Tupolev Design Bureau 

 
Objective: Left ventricular (LV) remodeling alters the process of transformation of the stress 

created by myocardium into intracavitary pressure, i.e. process of accumulation of potential energy during 
isovolumic contraction. Decrease in kinetic energy during contraction conducts infringement of blood 
stream in systole, transforming “normal” helicoid current blood flow in turbulent, causing secondary 
dynamic deformation of left ventricle. End diastolic volume and pressure increase leads to secondary 
mechanical deformation, not only during a systole, but also in diastole resulting in chronic heart failure 
(CHF). 

Methods: We have studied data of 36 patients with history of postinfarction LV aneurysm (LVA) 
and CHF, who underwent endoventricular circular patch plasty in our clinic. Preoperative examinations 
consisted of an echocardiogram, coronary angiogram and biplane left ventriculography. Informed consent 
for the cardiac catheterization was obtained from all patients. During the procedure we also studied the 
dynamic changes of left ventricular pressure synchronized with an electrocardiogram (in 5 chosen points). 
The analysis of data was lead by the means of fast Fourier transformation in program MatLab 6.2.  

Results: The analysis has shown that pressure spectra registered in different point of left ventricle 
differs from spectra of healthy individuals. The differences correlated with aneurysm size, localization, 
LV dilation, wall motion disturbances and myocardial viability. Altered LV geometry expressed the 
degree of myocardial mechanical changes in appearing of additional pathologic and shifting of other 
spectral components. 
Conclusion: Ventricular pressure spectral analysis could be a powerful tool in clinical assessment of 
ventricular mechanical disfunction in patients with LVA. 
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 marcxena parkuWis wnevis speqtraluri analizi 
 

A*a. bletkini,**s. postnovi, *i. borisovi, *v. simpnenko 
*kardioqirurgiis centri, meore centraluri samxedro hospitali, 

**tupolevis komiteti 
Seswavlil iqna 36 pacienti marcxena parkuWis postinfarqtuli anevrizmiT 

da gulis qronikuli ukmarisobiT, romelTac CautardaT parkuWSida cirkula-
ruli plastika.  

kvlevis Sedegebma cxadyo, rom marcxena parkuWSi registrirebuli wnevis 
speqtri gansxvavdeba janmrTel pirebSi registrirebuli speqtrisagan. es gansxv-
aveba korelirebs anevrizmis zomasTan, lokalizaciasTan, marcxena parkuWis di-
lataciasTan da kedlis moZraobis darRvevebTan. marcxena parkuWis geometriis 
cvlileba aisaxeba speqtraluri komponentebis cvlilebaSi.  

parkuWSida wnevis speqtraluri analizi SesaZloa iyos parkuWis meqanikuri 
disfunqciis klinikuri Sefasebis mZlavri iaraRi.   
 

 

 

Hypolipidemic Efficacy of Combined Treatment in Patients with Ischemic 
Heart Disease 

 
N. Kipshidze, K. Kapanadze 

Acad. Nodar Kipshidze National Center of Therapy, Tbilisi, Georgia 
          

Patients with mixed dyslipidemia present a unique challenge because they have increased 
triglyceride-enriched lipoproteins and frequently low HDL-C levels. There is strong evidence that omega-
3 fatty acids (omacor) protect a person against atherosclerosis and therefore against heart disease and 
stroke, as well as abnormal heart rhythms that cause sudden cardiac death. Essential to human health, 
omega-3 fatty acids are a form of polyunsaturated fats that are not made by the body and must be obtained 
exogenously. 

The aim of the study was to evaluate the effectiveness of combined treatment with statins 
(atorvastatin) and omacor (omega-3 fatty acids) in patients with dyslipoproteinemia.  

Methods: We studied 32 patients with dyslipoproteinemia and CAD (18 males/14 females, age 
range 42-61 rears, mean age 56±5.2 years). Mean indices of T-C, HDL-C, LDL-C and TG were: 
209.46±26.69mg/dl, 33.42±3.21 mg/dl, 163.06±22.4 mg/dl, 178.84±33.74 mg/dl, correspondingly. 
Patients were treated with 20 mg Atorvastatin and omacor (a capsule twice a day) during 6 weeks.  

Results: Analyses of the data obtained revealed statistically evident difference between the results 
obtained pre-and post-treatment initiation and target levels of the lipid profile were reached in 81% of 
patients. For T-C, HDL-C, LDL-C and TG post-treatment levels are: 142.74±19.94 mg/dl, 35.46±5.84 
mg/dl, 79.28±18.04 mg/dl, 112.08±19.63 mg/dl, (P<0,001), correspondingly. 

Conclusion: While all current lipid-modifying drugs affect multiple lipid fractions, greater benefit 
on multiple lipid fractions often requires combined treatment and combining agents with complementary 
mechanisms may provide greater improvements for the entire lipid profile which is the  guarantee for the 
atherosclerotic process  to be stopped. 

 
kombinirebuli mkurnalobis hipolipidemiuri  efeqturoba 

gulis iSemiuri daavadebis mqone pacientebSi 
Nn. yifSiZe, q. kapanaZe 

KAakad. nodar yifSiZis saxelobis Terapiis erovnuli centri 
kvlevis mizani iyo Segvefasebina statinebiT (aTorvastatini) da omakoriT 

(omega3 cximovani mJavebi) kombinirebuli mkurnalobis efeqturoba dislopopro-
teinemiiT daavadebul pacientebSi. 
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meTodebi: Cven SeviswavleT dislipoproteinemiiT da koronaruli arterie-
bis daavadebiT  32 pacienti (18 mamakaci, 14 qali 42-dan 61 wlamde, saSualo asaki 
52-54 ww). pacientebi Rebulobdnen aTorvastatins da omakors (1 kafsula 2-jer 
dReSi) 6 kviris ganmavlobaSi. 

Sedegebi: miRebulma Sedegebma cxadyo, rom mkurnalomabde da mkurnalobis 
Semdgom monacemebi statistikurad sarwmunod gansxvavdeboda da lipiduri po-
filis sarwmuno done miRweul iqna pacientTa 81%-Si. 

daskvna: maSin, roca lipidmakoregirebeli preparatebi moqmedeben sxvadas-
xva lipidur fraqciebze, xSirad kombinirebuli mkurnaloba damatebiTi meqaniz-
mebis saSualebiT uzrunvelyofs lipiduri profilis gaumjobesebas, rac aris 
aTerosklerozuli procesis progresirebis SeCerebis garanti. 
 
 

 

 

Особенности Стенокардии и Коронарный Резерв у Больных 
Инсулиннезависимым Сахарным Диабетом 

 
С.П.Соловей, Е.С.Атрощенко, С.А.Мацкевич, И.С.Карпова, Н.Г.Кадочкина  

РНПЦ «Кардиология», г. Минск, Беларусь 
 

Цель исследования: изучить особенности клинических проявлений стенокардии и состояние 
коронарного резерва в зависимости от уровня компенсации углеводного обмена у больных 
стабильной стенокардией напряжения (СН) в сочетании с  инсулиннезависимым сахарным диабе-
том (ИНСД). 

Материалы и методы: Обследованы 62 больных СН в сочетании с ИНСД среднего возраста 
58,3±0,77 лет, 33 – мужчины, 29 – женщин. Степень компенсации углеводного обмена оценивали 
по критериям компенсации СД (ВОЗ) с определением количества гликированного гемоглобина 
крови (HbA1c) иммунотурбодиметрическим методом. В зависимости от уровня HbA1c больные 
были разделены на две группы: с уровнем <7,1% и ≥7,1%. Группы значимо не отличались ни по 
средней продолжительности ИБС (4,0±0,99 и 6,1±1,62 лет соотв.), ни по стажу ИНСД (5,1±1,27 и 
5,1±1,95 лет соотв.). Для более точной оценки взаимосвязи уровня HbA1c с величиной коронарного 
резерва мы провели вторую градацию групп: I  группа – HbA1c ≤6,5%, II – HbA1c 6,6-7,0%, III - 
HbA1c ≥7,1%.  Контрольную группу составили 27 сопоставимых по полу и возрасту больных СН 
без нарушения углеводного обмена. Анализировались клинические проявления стенокардии. 
Оценка коронарного резерва осуществлялась с помощью велоэргометрического тестирования 
(ВЭТ) по протоколу непрерывно – возрастающих ступеней нагрузки, начиная с 50 Вт и увеличивая 
последующую ступень на 25 Вт, длительность каждой - 3 минуты. Величину ишемии миокарда в 
покое выявляли с помощью разработанного в РНПЦК метода ЭКТГ-картирования в 60 отведениях 
ЭКГ на аппаратно–программном комплексе «Интекард». Для анализа использовался подход с 
количественной и суммарной оценкой зон ишемии – инверсии сегмента ST и зубца T.  

Результаты исследования: Обнаружена достоверно большая частота встречаемости  
безболевых (20,9% против 11,1%) и атипичных (20,9% против 7,41%) форм СН среди пациентов с 
сопутствующим ИНСД в отличие от группы контроля (X2=4,54, р<0,05). Атипичная клиника 
стенокардии проявлялась колющими, ноющими болями, чувством тяжести в прекардиальной 
области. В то же время мы не увидели зависимости типа болевого синдрома от уровня HbA1c: 
безболевые и атипичные формы СН в группах с HbA1c <7,1% и ≥7,1% выявлялись в 41,7% и 33,3% 
случаев соответственно. Возможно, это связано с недостаточно большой разницей среднего уровня 
HbA1 между группами (6,2±0,23% и 8,8±0,50% соотв.). При анализе же величины ишемии в покое 
выявлено значительное превышение числа отведений (p<0,05) и суммы депрессии сегмента ST, 
числа отведений и суммы инверсии зубца Т, если уровень HbA1c был ≥7,1%. Также при оценке 
коронарного резерва отчетливо прослеживалась достоверная связь между возрастанием HbA1 в I, 
II и III группах и снижением пороговой мощности нагрузки (p<0,02), времени проведения ВЭТ 
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(p<0,05), объема выполненной работы (p<0,01), увеличением энергозатрат (p<0,05) при проведении 
теста.     

Заключение: у больных СН с сопутствующим ИНСД клиническая картина, а также 
функциональное состояние коронарного кровотока определяются не только развивающимся 
атеросклерозом, но и наличием гипергликемии, что с одной стороны ускоряет процесс 
атеросклероза, вносит вклад в метаболическое обеспечение работы сердечно-сосудистой системы, 
а с другой – требует оптимизации медикаментозного лечения СН при сочетанной патологии. 
 
 

Peculiarities of Stenocardia and Coronary Reserve in Patients  
with Diabetes Mellitus type II 

S.P. Solovei, E.S. Atroshchenko, S.A. Matskevichi, I.S. Karpova, N. G. Kadochkina 
Republic Scientific-Research Center of Cardiology, Minsk 

 
The aim of the study was to assess the endothelial dysfunction and microcirculation status in the 

relation of glucose level in patients with stable stenocardia and diabetes mellitus type II. 
Clinical picture and functional status of coronary reserve in patients with stable stenocardia 

accompanying with diabetes mellitus type II is explained not only by atherosclerosis, but by 
hyperglycemia, which for the one hand facilitates progression of atherosclerosis, as for the second – 
makes it necessary to optimize medical treatment of stable stenocardia having in   view accompanied 
pathology. 
 

 

 

Intracoronary Administration of Levosimendan to Treat Severe 
Postpericadiotomy Heart Failure 

P. Primo Caimmi1, 2, E. Grossini2 
Departments Cardiac Surgery1 and Clinical and Experimental Medicine 2, 

Azienda Ospedaliera Universitaria “Maggiore della Carità”, Medical School, University of 
Eastern Piedmont “A. Avogadro”, Novara, Piedmont, Italy; 

 
Objectives: The peculiar significant systemic hypotension induced by intravenous (iv) 

administration of Levosimendan limits the use of Levosimendan particularly in coronary disease. 
Literature shows recently that the intracoronary (ic) administration of Levosimendan causes an increase of 
coronary blood flow and primary beneficial effects on sisto-diatololic function without systemic 
hypotension. The clinical use of ic Levsimendan is only anedoctic in literature. We report here the first 
clinical series using ic Levosimendan to treat severe postcardiotomy heart failure. 

Methods: Intracoronary 24 mcg/kg bolus of Levosimendan was administered into the vein grafts of 
28 CABG Patients that presented a difficult weaning from cardiopulmonary bypass (CPB). Flows of all 
grafts, heart rate (HR), cardiac output (CO), diastolic and systolic function, systolic and diastolic blood 
pressure (SBP and DBP), pulmonary systolic arterial pressure (PAPS) and pulmonary wedge pressure 
(PWP) were measured before and after the bolus of Levosimendan. 

Results: During and after the bolus no changes of HR, SBP, DBP, PAPS and PWP were observed 
while significant increases of graft flows, CO, diastolic and systolic function occurred at the end of the 
bolus. The mean cardiax index increased significantly (from 2.0±0.3 to 2.9±0.2; p< 0.01). The mean 
systemic vascular resistances decreased significantly (from 1460.7±123 to 1185.8±105 dyne x s x cm-5; p 
< 0.01). The hemodynamic improvements observed were stable in the following 48 hours and Patients 
overcome successfully the early postoperative period. 

Conclusions: After intracoronary administration of Levosimendan, primary cardiac effects appear 
earlier than systemic vascular dilatation avoiding the dangerous decrease of arterial pressure. The present 
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report supplies important elements to develop new protocols for Levosimendan administration in cardiac 
surgery. 

 
levosimendanis intrakoronaluri Seyvana 

postperikardiotomiuli gulis ukmarisobis Sors wasuli 
formis dros 

 
f. primo kaimi1,2, e. grossini2 

kardioqirurgiis departamenti1,  
klinikuri da eqsperimentuli medicinis departamenti2  

azienda ospedalieras saxelobis universiteti, samedicino skola, 
aRmosavleT  piedmontis universiteti, novara, piedmonti, italia 

 
levosimendanis intravenuri Seyvanis Semdeg pirveladad aRiniSneba kardiu-

li efeqtebi da SemdgomSi ukeve sistemuri sisxlZarRvovani dilatacia, rac Ta-
vidan agvacilebs arteriuli wnevis savalalo daqveiTebas. zemoT aRniSnuli 
Sroma mniSvnelovania imisaTvis, rom SemuSvades levosimendanis gamoyenebis axa-
li protokoli kardioqirurgiaSi. 

 
 

 

 
 

Coronary Artery Bypass Grafting in Patients with Low Ejection Fraction 
 

A.Phrangishvili, E. Pirvelashvili, K. Beria, G. Chaphidze,   
N. Dolidze, L. Janelidze, Z. Bakhutashvili 

„Acad. G Chaphidze Emergency Cardiology Centre“, 
 Department of  Cardiac Surgery . Tbilisi, Georgia 

 
Background: Coronary artery bypass grafting (CABG) has been widely used for the treatment of 

patients with coronary artery disease. Patients with low ejection fraction (EF) are at a higher risk for 
postoperative complications and mortality. Our objective was to assess the effect of low EF on clinical 
outcomes of CABG. 

Methods and Results: We analyzed 1156 patints, who underwent CABG at in our department 
between 2002 – 2009 years. Patients were stratified into 1 of 2 EF groups: I Group - EF≤35% (100 
patients) and II Group - EF>35 % (1056 patients). EF was estimated by coronary angiography 
(ventriculography)  preoperatively and by echocardiography postopertively. 

Surgical treatment was carried out only in cases, where the goal coronary arteries were of relatively 
good diameter, to achieve complete revascularization. 

Group I experienced a higher incidence of postoperative respiratory failure. intraoperative mortality 
- 0, postoperative mortality 4 (4%), reoperation - 0. 

Postoperative survival data were available for 73 patients. Theese data were obtained from our own 
medical records. This follow up manifested, that long term survival was 95,8%. EF significant 
improvement (40%<) was in 82 % and EF unimportant improvement only in 13 %. 

Multivariate analysis showed previous myocardial infarction, congestive heart failure, age, diabetis 
and hypertonic disease as independent significant predictors of in-hospital complications. 

Conclusions: Patients with low EF have higher incidence of postoperative complications, as well as 
preoperative sickness and risk factors, than patients with normal EF. Therefor CABG remains a viable 
option in selected patients with low EF. 

In patients with compromised left ventricular function and low EF, caused by atherosclerotic 
cardiosclerosis, lyal factors of CABG are stenocardy and qualitative coronary arteries. 
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      koronaruli Suntirebis operacia marcxena  
parkuWis dabali gandevnis fraqciis mqone pacientebSi 
 
a.frangiSvili, e. pirvelaSvili, k. beria, l. basilaZe, g. CafiZe,  

n. doliZe, l. janeliZe, z. baxutaSvili 
„akad. g. CafiZis saxelobis gadaudebeli kardiologiis centri“, 

kardioqirurgiuli ganyofileba. Tbilisi, saqarTvelo 
 

kvlevis mizani: koronaruli Suntirebis operacia farTod gamoiyeneba 
gvirgvinovani arteriebis daavadebis mqone pacientTa samkurnalod. gansakuTre-
biT maRalia postoperaciuli garTulebebisa da sikvdilianobis riski marcxena 
parkuWis dabali gandevnis fraqciis mqone pacientebSi. Cveni mizani iyo Segve-
fasebina marcxena parkuWis dabali gandevnis fraqciis gavlena koronaruli 
Suntirebis klinikur Sedegebze. 

meTodebi da Sedegebi: Cven SeviswavleT 1156 pacienti, romlebsac „akad. g. 
CafiZis saxelobis gadaudebeli kardiologiis centrSi“ CautardaT koronaruli 
Suntireba 2002 _ 2009 wlebSi. pacientebi davyaviT 2 ZiriTad jgufad: jgufi I _ 

gandevnis fraqcia 35% (100 pacienti) da jgufi II _ gandevnis fraqcia 35% 

(1056 pacienti). gandevnis fraqciis Sefaseba xdeboda preoperaciulad koronaru-
li angiografiis (ventrikulografia) da postoperaciulad eqokardiografiis 
monacemebis safuZvelze.  

qirurgiuli mkurnaloba gadawyda im pacientebSi, romelTac samizne gvirg-
vinovani arteriebi SedarebiT kargi diametris hqondaT, raTa migveRwia sruli 
revaskularizaciisTvis. I jgufSi aRiniSna II jgufTan SedarebiT maRali posto-
peraciuli sunTqviTi ukmarisoba, operaciuli sikvdilianoba _ 0, postopera-
ciuli sikvdilianoba _ 4 (4%), reoperacia _ 0. 

mogvianebiT postoperaciul periodSi moxerxda 73 pacientze dakvirveba. 
dakvirvebis monacemebi movipoveT klinikis samedicino Canawerebidan. gamovlinda, 
rom gvian postoperaciul periodSi gadarCenadobam Seadgina 69 (95.8%). gandevnis 
fraqciis mniSvnelovani gaumjobeseba (40%<) aRiniSna 82%- Si, xolo mciredi 
gaumjobeseba _ 13%-Si. 

multivariantulma analizebma gviCvena, rom preoperaciuli miokardiumis 
infarqti, SegubebiTi gulis ukmarisoba, asaki, diabeti, hipertonuli daavadeba 
warmoadgenen marcxena parkuWis dabali gandevnis fraqciis mqone pacientTa 
jgufSi postoperaciuli garTulebebis mniSvnelovan ganmsazRvrel faqtorebs. 

daskvna: marcxena parkuWis dabali gadevnis fraqciis mqone pacientebSi, 
rogorc preoperaciuli risk-faqtorebis, aseve postoperaciuli garTulebebis 
riski gacilebiT maRalia, vidre marcxena parkuWis normaluri gandevnis fraq-
ciis mqone pacientebSi, Tumca koronaruli Suntireba mainc rCeba Rirebul 
meTodaT aseT pacientebSi. 

koronaruli Suntirebis operaciis keTilsaimedo faqtorebs aTerosklero-
zuli kardioskleroziT gamowveuli marcxena parkuWis dabali kumSvadobis mqo-
ne pacientebSi warmoadgens stenokardia da kargi samizne gvirgvinovani 
arteriebi. 
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Urgent Surgery for Left Ventricular Aneurysm 
 

I.Borisov, A.Bletkin, V. Simonenko 
Sokolniki cardiac surgery center, 2-d central military hospital, Moscow, Russia. 

 
Objectives: In this study, we investigated a group of patients who had undergone urgent surgery for 

a left ventricular aneurysm in our clinic. 
Methods: Since January 1992 424 consecutive patients underwent LVA surgery and 107 (25,2%) of 

them required urgent surgery (less than 48 hours from hospitalization). Patient age was 57,3±15,1 years, 
95,3% were male. All patients had an anterior transmural MI, 34 (31,8%) patients had multiple myocardial 
infarctions. The interval between preoperative infarction and operation was at least 3-4 weeks. All patients 
accepted for surgical treatment had CHF, which was defined as New York Association (NYHA) classes, 
and angina pectoris according to the Canadian Cardiovascular Society (CCS). The preoperative NYHA 
functional class was: II - in 12 (11,2%), III - in 27 (25,2%) and IV – in 68 (63,6%) patients. So practically 
all patients were in 3-4 functional classes by New York Heart Association and none was in NYHA class I 
at the time of surgery. 27 (25,2%) patients had angina class III, 61 (57%) patients - class IV and unstable 
angina had 19 (17,8%) patients. Triple-vessel disease was observed in 53 (49, 5%) patients, double-vessel 
in 23 (21,5%), single-vessel in 20 (18,7%), and left main involvement in 11 (10,3%). 

By localization of aneurysm all patients were divided in 3 subgroups:  in 31 (28,9%) patients 
aneurysm was sited in anteroapical segments without involvement in the interventricular septum. In 74 
(69,2%) cases aneurysm involved in anteroapical segments and interventricular septum. Two patients 
(1,9%) had posterior aneurysm localization. In 55 (51,4%) patients mural thrombi were identified and 
embolic history had 29 (27,1%) patients. Thrombendocarditis was diagnosed in 8 (7,5%) patients. Left 
ventricular severe dysfunction (EF≤20%) was present in 36 (33,6%) patients. 59 (55,1%) patients had 
grade 2-4 mitral regurgitation. Diabetes mellitus was present in 29 (27,1%) of the patients, lipid 
abnormalities in 96 (89,7%), hypertension in 72 (67,3%).  

Results: Classic linear repair was used in 34 (31,8%) patients. Circular restoration of LV was 
performed by a technique similar to that described by V. Dor with autologous patch repair (1989) 67 
(62,6%) in patients or by A. Calafiore (2004) in 6 (5,6%). The choice of procedure type depended on the 
extent of aneurysm (location, form) and was aimed at maintaining the ellipsoid (physiologic) shape of the 
left ventricle cavity. CABG was added in all cases. The average number of distal anastomosis was 2,3. 
Mitral valve repair was performed in 41 (38,3%), and mitral valve replacement in 4 (3,7%). All operations 
were performed by two surgeons. The mean length of hospitalization was 12,1±2.3 days. Hospital 
mortality (within 30 days of operation) was 10,3%. All 11 deaths were of cardiac origin and could be 
classified as early pump failure (occurring in operating room or within hours of living it).  

Follow-up ranged from 1 to 12 years. Actuarial survival rates at 12 months, 5 years were 80 4% (86) 
and 72,9% (78), respectively. Five-year freedom from hospital readmission for CHF was 54% (42) and the 
mean New York Heart Association class was 2,2 among the survivors. 

Conclusion: The choice of tactics in patients with LVA requiring urgent surgical procedure should 
be based on expected combined effects of complete myocardial revascularization and use of the most 
adequate method of ventriculoplasty. 

 
urgentuli qirurgia marcxena parkuWis anevrizmis dros 

i. borisovi, a. bletkini, v. simonenko 
sokolnikis  kardioqirurgiis centri, meore centraluri samxedro 

hospitali, moskovi, ruseTi 
 

am kvlevaSi CarTul iyvnen pacientebi romelTac Catarebuli hqondaT 
urgentuli qirurgiuli Careva sxvadasxva lokalizaciis marcxena parkuWis anev-
rizmis gamo. intervenciis tipi damokidebuli iyo anvrizmis lokalizaciaze, zo-
maze da formaze da mimarTuli iyo imisaken, rom SenarCunebuliyo marcxena par-
kuWis Rrus elifsoiduri (fiziologiuri) forma. koronaruli angioplastika 
sruldeboda yvela SemTxvevaSi. operaciis Semdgomi dakvirveba mimdinareobda 1-
dan 12 wlamde. gadarCenilTa raodenobam 12 Tveze da 5 wlis Semdeg Seadgina 80 
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4% (86) da 72,9% (78), Sesabamisad. 5 wlis Semdeg gulis qronikuli ukmarisobiT 
klinikas mimarTa pacientTa 54%-ma (42) da Seesabameboda II funqciur klass 
(NYHA). 

marcxena parkuWis anevrizmis dros, romelic saWiroebs urgentul inter-
vencias, Carevis tipi unda efuZnebodes miokardiumis sruli revaskularizaciis 
Semdeg mosalodnel efeqtebs da gamoyenebul unda iqnes ventrikuloplastikis 
yvelaze adeqvaturi meTodi. 

 
 

 

 
 

gulis struqturul-funqciuri cvlilebebi gaurTulebuli 
arteriuli hipertenziis mqone pirebSi, 

eqokardiografuli kvleva 
 

m. wverava, d.wverava 
Tbilisis petre SoTaZis saxelobis akademia,  

Sinagan sneulebaTa departamenti 
 

kvlevis mizani: gulis struqturul-funqciuri cvlilebebis Seswavla 
gaurTulebebli arteriuli hipertenziis (ah) mqone pirebSi. 

kvlevis masala da meTodebi: SeviswavleT ah-is mqone aranamkurnalebi 422 
piri, (saS. asaki 51.9±10.6 w), maTgan mamakaci- 229, qali- 193, romlebsac ar hqonda 
klinikurad gamoxatuli sxva gulsisxlZarRvTa, sasunTqi, endokrinuli sisteme-
bis, sisxlmbadi organoebis daavadebebi da gulis ukmarisoba. I xarisxis hiper-
tenzia aReniSneboda 82 avadmyofs, II xarisxis – 179-s, III xarisxis ki 161-s. sakon-
trolo jgufs warmoadgenda 100 janmrTeli piri (saS. asaki 49.2±13.3 w.), mamakaci 
- 58, qali – 42. eqokardiogramaze vsazRvravdiT marcena parkuWis (mp) ukana ked-
lis, parkuWTaSua Zgidis sisqes da diametrs. gazomvas vawarmoebdiT amerikis 
eqokardiografiis asociaciis rekomendaciebis gaTvaliswinebiT. vsazRvravdiT 
mp-s masas, masis indeqss (masis Sefardeba simaRlesTan) da kedlis SedarebiT 
sisqes. geomertiul tipis vadgendiT Ganau A.-s mier mowodebul klasifikaciiT. 
filtvis arteriis saSualo wnevas vsazRvravdiT filtvis nakadis aCqarebis 
droiT. diastolur funqcias vswavlobdiT atrioventrikuluri, filtvis venuri 
nakadebis da qsovilovani doplerografiis analiziT 

kvlevis Sedegebi: ah-is mqone pirebis 43,1%-s aReniSneboda mp-s masis 
momateba, amasTan qalebSi is ufro xSiri iyo (68.1%) vidre mamakacebSi (31.9%). 
janmrTel pirTa 4%-s aReniSneboda mp-s hipertrofia, maTgan 3 qali iyo da mxo-
lod erTi mamakaci. amasTan 3-s eqscentruli da 1-s koncentruli hipertrofia 
hqonda. ah-is jgufSi avadmyofTa 60%-ze mets aReniSneboda mp-s diastoluri dis-
funqciis esa Tu is tipi. gaurTulebeli ah-is mqone pirebSi diastoluri 
disfunqciis yvelaze xSiri varianti relaqsaciis darRveva iyo (93,77%), 
fsevdonormaluri da restriqsiuli tipebi iSviaTi iyo (Sesabamisad 4,28% da 
1,95%). mp-s diastoluri disfunqcia gamouvlinda janmrTelebis 17%-s relaqsa-
ciis darRvevis saxiT. qsovilovani doplerografiT mp-s diastoluri disfun-
qcia gamouvlinda avadmyofTa 70% da janmrTelebis 24%-s. diastoluri disfun-
qciis tipebis ganawileba ah-is mqone avadmyofebSi ar iyo sqesze damokidebuli. 
marjvena parkuWis diastoluri disfunqcia relaqsaciis darRvevis saxiT gamouv-
linda avadmyofTa 27,2%-s. ah-is mqone pirebs aReniSneboda mcire wris ar-
teriuli wnevis sarwmunod ufro maRali maCveneblebi vidre janmrTelebs.  
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daskvnebi:  
1. aranamkurnalebi, gaurTulebebli ah-is mqone pirebis 43%-s aReniSneba mp-s 

masis momateba, amasTan qalebSi is ufro xSiria, vidre mamakacebSi. marcxena par-
kuWis remodelirebis tipebis sixSire ah-is mqone qalebSi da mamakacebSi gansxva-
vebulia, mamakcebTan ufro xSiri iyo remodelirebis normaluri tipi, qalebTan 
ki koncentruli da eqscentruli hipertrofia. 

2. ah-is mqone pirebs aReniSneba mcire wris wnevis sarwmunod ufro maRali 
maCveneblebi vidre janmrTelebs. 

3. ah-s mqone avadmyofTa 60%-s aReniSneba mp-s diastoluri disfunqcia, rom-
lis ZiriTadi varianti relaqsaciis darRvevaa. marjvena parkuWis diastoluri 
disfunqcia aReniSneba ah-is mqone avadmyofTa 27%-s. marjvena da marcxena par-
kuWis diastoluri funqciis maCveneblebi da disfunqciis tipi ah-is mqone avad-
myofebSi ar aris sqesze damokidebuli. 
  

Structural and functional changes of the heart in patients with uncomplicated 
Arterial Hypertension. Echocardiographic study 

M . Tsverava, D. Tsverava 
Petre ShotaZe Academy, Tbilisi, Department of Internam Medicine 

 
The aim of the trial was to study the structure-functional changes of heart in patients with 

uncomplicated arterial hypertension. 
422 untreated patients with arterial hypertension were enrolled in the study, mean age was 51,9. 
Obtained results show, that in 43% of patients with untreated and uncomplicated hypertension, 

increased mass of left ventricle is observed. 
In 60% of patients with arterial hypertension dyastolic  dysfunction of levt ventricle is observed, and 

impaired relaxation is the most frequent type. Dyastolic dysfunction of right ventricle is observed in 27 % 
of patients with Arterial hypertension. Indices of right and left ventrice dyastolic dysfunction and 
dysfunction type do not correlate with the gender in patients with arterial hypertension.  

 

 
 

Хроническая сердечная недостаточность (ХСН) у лиц пожилого и 
старческого возраста: особенности этиопатогенеза 

и медикаментозного лечения 
Т.Г.Зубиашвили  

 НИИ экспериментальной и клинической терапии 
ХСН, как мировая неинфекционная пандемия прежде всего охватывает лиц пожилого (60-74 

лет), старческого (75-89 лет) возраста и долгожителей (старше 90 лет). По данным ВОЗ, наиболь-
шую распространённость ХСН наблюдают у лиц старших возрастных групп. Среди больных с 
ХСН пожилого и старческого возраста  

1-годичная смертность колеблется от 10 до 50% в зависимости от возраста больного, этиоло-
гии ХСН, состояния сократительной функции левого желудочка (ЛЖ), а также от наличия мерца-
ния предсердий и сопутствующих заболеваний. 

Целью нашего исследования было изучение эффективности  дифференцированной  терапии  
ХСН  у больных пожилого и старческого возраста в зависимости от величины фракции выброса 
ЛЖ. Материалом для настоящей работы послужили результаты обследования и лечения  276 
гериатрических больных, находящихся на стационарном и амбулаторном лечении в течении 3-6  
месяцев. В исследование были включены как мужчины (122 больных), так и женщины (154 
больных), у которых была верифицирована ХСН  II-IV степени (NYHA). Длительность наличия 
ХСН колебалась от 6 месяцев до 2 лет.  Инфаркт миокарда был перенесен у 52,8% больных, 
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артериальная гипертония у 47,2% больных, мерцательная аритмия отмечалась у 37.4% больных, 
предсердная и желудочковая экстрасистолия у 43,2% больных. Диагноз был поставлен с помощъю 
клинических, электрокардиографических (ЭКГ) и эхокардиографических   данных. 

Определяли следующие эхокардиографические параметры: конечно-систолический и 
конечно-диастолический размер (КСР и КДР) и объем (КСО и КДО) левого желудочка, толщину 
задней стенки левого желудочка и толщину межжелудочковой  перегородки в систолу и диастолу 
(ТЗСЛЖс, ,ТМЖПс,ТМЖПд), фракцию выброса (ФВ%), процент  передне-заднего укорочения 
(%S), скорость циркуляторного сокращения волокон (Vcf). Вычисляли массу миокарда левого 
желудочка(ММЛЖ) и индекс ММЛЖ (ИММЛЖ) и др. показатели. Диастолическую функцию 
левого желудочка  оценивали по движению передней створки митрального клапана, вычисляли  
давление наполнения левого желудочка (ДНлж) и конечно-диастолическое давление левого  
желудочка (КДДлж). Больным назначали дифференцированную терапию различными 
комбинациями препаратов (сердечный гликозид, бета-блокатор,  диуретик, ИАПФ, блокатор АТ-1 
ангиотензиновых рецепторов, периферический вазодилататор, антиаритмический препарат) в 
зависимости от состояния систолической функции левого желудочка и клинического варианта 
заболевания с использованием  малых суточных доз препаратов. Обследование проводили до 
лечения и спустя 3 и 6 месяцев  после лечения. В результате проведенного дифференцированного 
лечения стабильный  клинический эффект был достигнут  в 84,7% случаев, регрессия ГЛЖ в 46,4% 
случаев, нормализация артериального давления в 94,7% случаев, в отношении экстрасистоличес-
кой аритмии полный антиаритмический эффект был достигнут в 39,4% случаев и частичный в 
47,4% случаев. Проведенное нами исследование показало, что у больных пожилого и старческого 
возраста при ХСН  необходимо проведение комбинированной дифференцированной  терапии в 
зависимости  от величины фракции выброса левого желудочка  с использованием различных групп 
препаратов в малых терапевтических дозах. 
 

Chronic Heart Failure in Elderly and Senile Patients: Peculiarities of 
Etiopathogenesis and Medical Treatment 

T.G. Zubiashvili 
Acad. Nodar Kipshidze National Center of Therapy 

   
Chronic Heart Failure as noninfectious pandemic disease first of all affects elderly and senile 

population.  
The aim of our work was to study differential treatment efficacy of chronic heart failure in elderly 

and senile patients according to the ejection fraction level.  
Conducted study results showed that in elderly and senile patients with chronic heart failure, 

combined differential treatment in therapeutic doses must be administered according to the ejection 
fraction level of left ventricle.    

 

 

Ventricular Assist Device in terminal heart failure 
 

Z.Katsitadze, V.Kaloiani, L.Sukhishvili, L.Vashakidze, Z.Matoshvili, M.Kobalava, T.Gunjua, 
V.Nacvlishvili, I.Beridze, O.Urushadze, I.Rukhadze, N.Kipshidze 
N.Kipshidze’s name Central University Clinic (Tbilisi, Georgia) 

Case presentation: A 35 y old male (170 cm, 140 kg. BSA 2.6 m2) patient with dilatativ 
cardiomyopathy, with progressive heart failure. What is best options for manage this patients: continued 
inotropic parenteral  support, a ventricular assist device or both of as bridge to transplant? heart failure is 
the final path way of a progressive disease that can originate from a variety of cardiovascular processes. 
Improved acute medical care and prevention of sudden cardiac death have led to an increased prevalence 
of advanced heart failure. The prognosis of heart failure is dismal, with 50% of patients dead within 
4years, a percentage that matches that of many common malignancies. Of those hospitalized with an acute 
exacerbation, the mortality rate within 1year has been reported to be between 30% and 50%.  Numerous 
factors in clinical studies consistently have been identified to be associated with poor prognosis. 
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Medical therapy has a major impact on the prognosis and symptoms of early heart failure, yet there 
are few options for care of end-stage heart disease, which primarily includes cardiac transplantation or 
mechanical support. The potential for cardiac transplantation remains limited, for donor supply has not 
changed substantially in the past decade. On the other hand, the technologies for VADs have expanded 
rapidly, and these devices may now be considered in patients with terminal heart failure. This review will 
discuss the unique clinical dilemmas encountered in selecting candidates for therapy with currently 
available VAD technology. 
 

marcxena parkuWis damxmare aparati, gulis terminaluri 
ukmarisobis mkurnalobaSi 

z. kacitaZe, v. kaloiani, l. suxiSvili, l. vaSakiZe, z. maToSvili, m. kobalava, T. 
gunjua, v. nacvliSvili, i. beridZe, o. uruSaZe, i. ruxadze, n.n. yifSiZe  

n. yofSiZis saxelobis centraluri sauniversiteto klinika, 
Tbilisi, saqarTvelo 

SemTxvevis aRwera: 35 wlis mamakaci (simaRle 170 sm, wona 140 kg. sxeulis 

zedapiris farTobi 2.6 m2) dilataciuri kardiomiopaTiis diagnoziT. ra aris sa-
ukeTeso opecia eseTi pacientebis mkurnalobisTvis: intravenozuri inotropuli 
mxardaWera, marcxena parkuWis damxmare mowyobiloba, Tu orive erTad, tran-
spalntaciisTvis mosamxzadeblad?  

dRevandel dRes teqnologiebi parkuWis damxmare mowyobilobebis gaizarda 
Zalian swrafad, rac saSualebas gvaZlevs gamoviyenoT es mowyobilobebi, ro-
gorc finaluri saSualeba an samkurnalod. es aRwera mogvcems saSualebas gan-
vixiloT Cvenebebi pacientebis seleqciisa marcxena parkuWis damxmare mowyo-
bilebis mkurnalobisTvis. 

 

 

New stents: Experimental and Cinical Studies 
N. Kipshidze1,2 , A. Archvadze1, V. Kipiani1, T. Gunjua1, M. Kobalava1,  L.Patsia1, R. Erbel3 

1 N.Kipshidze Central University Hospital, Tbilisi, Georgia, 
2  Lenox Hill Heart & Vascular Institute of New York, New York, NY, USA, 

3 West-German Heart Center Essen, University Duisburg-Essen, Essen, Germany3. 
Backtround: Despite of reduction in neointimal hyperplasia, currently available drug-eluting stents (DES) 
may adversely affect re-endothelialization, possibly precipitating late cardiac events. Here we report 9 
months results of HARTS I trial (Human Prospective Anti-Restenosis Trial) – a single-centre, prospective, 
first-in-man clinical study evaluating the safety and performance of the Biomer Technology Accelerate-
AT coated stent (Biomer Technology Limited, Cheshire, UK), which in previous in-vitro and animal 
studies showed to accelerate endothelial cell growth and subsequent stent coverage with endothelium, thus 
reducing a risk of restenosis and thrombosis. 
Methods: The study enrolled 20 patients with de-novo lesions of coronary arteries. Primary end-point was 
MACE at 30 days post-treatment. Secondary end-point was sub-acute stent thrombosis (SAT) at 30, 
binary restenosis, late stent thrombosis (LST) and MACE at 3, 6 and 9 months post-treatment (MACE was 
defined as death, MI or clinically driven Target Vessel Revascularization (TVR)). Angiographic QCA and 
IVUS evaluation was performed at 6 months after stent implantation. 
Results: All patients completed 9-month follow-up. There was no events of MACE (0%) at 3, 6 and 9-
months follow-up. Angiographic and IVUS in-stent Late Loss was 0.49±0.29mm and 0.45±0.31mm, 
respectively. Stent thrombosis rate was 0%. Although there was no clinical restenosis, control angiography 
revealed in-stent stenosis more than 50% in two patients. Balloon angioplasty was performed in both cases 
with good results. 
Conclusions: The trial has shown that use of Biomer Technology Accelerate-AT coated stents was 
associated with a sustained clinical benefit and low rate of TVR and no MACE up to 9 months period after 
stent implantation and low Late Loss. Further studies enrolling larger number of patients should be 
performed to confirm these initial findings. 
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2009 wlis maisSi Catarda saqarTvelos kardiologiuri sazogadoebis 
kongresi. gTavazobT ucxoeli specialistebis mier kongresze moxsenebul 

saintereso prazentaciebs. 
 

European Society of Cardiology 
Michel Komajda, FESC President-Elect of the ESC 

 
Mission: Reducing the burden of cardiovascular disease in Europe. Pursued by the coordinated activities 
of the constituent bodies. 

Fellowship of the ESC ESC Constituent Bodies

Prof. Michel Komajda, FESC
President-Elect of the ESC

+60 000 members

• More than 3000 elected ESC Fellows 
• Recognition for professional achievements 
• Representing the ESC activities through the 

world 
 
ESC Constituent Bodies 
Associations 
 

• Registered branches of the European Society 
of Cardiology for 5 sub-specialities 

• Promoting the development of a defined area 
of expertise in cardiovascular medicine 
and/or research 

ESC Working Groups 
• 19 ESC Working Groups for 19 sub-specialities 
• Provide scientific expertise in a specific field 
• Research and exchange of information 
• Membership is open to specialists 

 
 
 
 
 
 
 
 
 
 
 
 
 
 

 
ESC Constituent Bodies

ESC Councils

Prof. Michel Komajda, FESC
President-Elect of the ESC
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 National Societies Members of the Georgian Society of Cardiology are automatically members of 
the ESC 

• 51 National Cardiac Societies in Europe and the Mediterranean area. 
• Benefit from ESC membership and the European Membership Card. 
• Active participation in the ESC activities including the ESC Congress. 

..Also, 22 Affiliated National Societies outside Europe   and the Mediterranean area. 
Georgian Society of Cardiology (GSC) and the ESC 

• 211 members, representing 0.4% of total NS membership, 38th out of 51 in terms of members 
(2008 numbers). 

• 7 Fellows of the ESC = 3.3% of Georgian members (NS average 4.6%). 
• Involvement in ESC Associations significant in EACPR: 11 members =5.2% (NS average 1.7%) 

HFA: 8 members =3.8% (NS average 2.3%). 
• 5 members of 5 different ESC Working Groups. 
Georgian Society of Cardiology at the ESC Congress 2008 
Members who were abstract submitters / presenters: 6 / 2 - In total from Georgia: 
   23 abstracts were submitted - 3 were presented. 
Attendance to ESC Congress  has increased considerably since 2004. Now close to NS average 
(16.6%) with 13.7% of GSC members attending in 2008. 
 

ESC Primary Activities
Major Cardiovascular Disease Congresses
Leading European Congresses and Courses

Education & Scientific Activities
Journals, Publications, Courses, Euro Heart Survey...

Clinical Practice Guidelines
Recommendations for diagnosis & therapy

Membership
Constituent bodies: National Societies and communities based on 
subspecialty or area of cardiology, Fellowship of the ESC (FESC) …

External Relations
Political Advocacy, European Union, Health Organisations...

Prof. Michel Komajda, FESC
President-Elect of the ESC

 

        
 
 
 
Clinical Practice Guidelines 
 Evidence-based recommendations developed by Task Forces of leading European experts. 
• New or updated Guidelines published frequently.  
• Two new Pocket Guidelines were launched at the ESC Congress 2008. 
• Compendium and Pocket Guidelines are provided to members at ESC Congresses – other versions 

available at www.escardio.org/guidelines 
Clinical Practice Guidelines contd. 
 
• National Society Guidelines coordinators’ role: ensure endorsement, translation and 

implementation of Guidelines. 
• Yearly meetings organised by the Committee for Practice Guidelines. 
• 4 Guidelines endorsed by the GSC (all in 2007). 
Education 
• New version of Core Curriculum - Launched at ESC Congress 2008. 
• Text Book to be updated- in line with Core Syllabus - to be launched at ESC Congress 2009. 
• Launch of Case Based Learning -in the coming months. 
• Electronic library as an external website with videos, webcasts, images, guidelines - to be 

launched at ESC Congress 2009. (incl. in congress fee) 
Web-based e-platform developed by EBSC 
• This tool will provide means to assess cardiology training (accreditation) and will facilitate 

revalidation of expertise. 
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• Contribution of National Societies for implementation is essential. 
ESC Scientific Tools 
• heartfailurematters.org     
 A website for people with heart failure, their families and carers Country-specific versions. 
• Prevention/HeartScore® 
 An interactive tool for predicting and managing the risk of heart attack and stroke in Europe. 

– Low Risk and High Risk versions. 
– 10 Country-specific versions available in 14 languages. 

• Prevention Health Professional Toolkit  
Created to raise patients and population’s awareness on total cardiovascular risk management. 
 

ESC European Relations 
 
Making sure that Cardiovascular Health  is considered a key priority by 
decision makers across Europe 
 
Escardio.org – ESC Web Site 
Redesigned web site including details about the ESC, cardio news, events, 
initiatives and membership 
Contact Us from anywhere 
 
..and also: 
Your NS specific pages with: 

•   mission and activities 
•   congresses/meetings 

•   structure 
•   contact information 
•   publications 
•   news. 

My ESC: Free, secure and personalised account on the ESC Web Site 
  access to personal details 
  congress information 
  abstract submission 
  registration 

My ESC News: Electronic newsletter with all the latest on science, publications, congresses. 
 
 
 
 
 

 88 



k o n f e r e n c i i s  m a s a l e b i 
 

New Evidences in the Prevention of Cardiovascular Events in CAD Patients 
 

M. Komajda 
University Pierre et Marie Curie, Hôpital Pitié Salpétrière, Paris, France 

Disease or injury 2002 Rank 2030 Rank
Expected

Change 
Percent of total 
deaths in 2030

Ischemic heart disease 1 1 0 13.4

Cerebral disease 2 2 0 10.6

HIV/AIDS 4 3 +1 8.9

COPD 5 4 +1 7.8

Lower respiratory tract infections 3 5 -2 3.5

Trachea, bronchus, lung cancer 9 6 +3 3.1

Diabetes mellitus 11 7 +4 3.0

Road traffic accidents 10 8 +2 2.9

Perinatalconditions 6 9 -3 2.2

Gastric cancer 15 10 +5 1.9

Projections of Global  Mortality and Burden of Disease from 2002 to 2030 PLoSMed 3(11): e442. doi:10.1371/journal.pmed.0030442

The burden of coronary artery disease 

HR at admission and in-hospital mortality
(n=11 020 with AMI)

Zuanetti G, et al. Eur Heart J Supplements. 1999;1(suppl H):H52-H57.
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52%39%Sudden death
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Elevated Heart RateElevated Heart Rate

IschemiaIschemia Major CV EventsMajor CV Events

Increased O2  demandIncreased O2  demand
Decreased supplyDecreased supply

Progression of Progression of 
atherosclerosisatherosclerosis

PlaquePlaque
rupturerupture

Short TermShort Term Long TermLong Term

Atherosclerosis

Vascular damageVascular damage

The role of elevated HR in the The role of elevated HR in the pathophysiologypathophysiology of CADof CAD Heart rate reduction and atherosclerosis Heart rate reduction and atherosclerosis 
progressionprogression

Maximum stenosis (%)

Heart rate

Sinoatrial
node

ablation
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P<0.02

High Low

Monkeys; high-cholesterol diet for 6 months

Beere PA, et al. Science. 1984;226:180-182.

Heart rate and atherosclerosis:Heart rate and atherosclerosis:
coronary plaque rupturecoronary plaque rupture

Heidland UE, Strauer BE. Circulation. 2001;104:1477-1482.

Multivariate analysis of association with coronary plaque disruption

Left ventricular mass >270 g 4.92 (1.83-13.25) 0.02

Mean heart rate >80 bpm 3.19 (1.15-8.85) 0.02

β-Blocker use 0.32 (0.13-0.88) 0.02

Wall thickness IVS 1.68 (0.57-9.91) 0.06

Fractional pulse pressure 1.81 (0.67-4.90) 0.07

ACE inhibitors 0.51 (0.19-1.34) 0.06

Statins 0.42 (0.16-1.22) 0.06

OR (95% CI) P

n=106; two coronary angiographies at baseline and 6 months.n=106; two coronary angiographies at baseline and 6 months.

Euro Heart Survey on Stable Angina
n=3779 pts

Beta blockers :67 %

Nitrates :61 %

Calcium channel blockers:27 %

59 % under at least two anti anginal drugs

Daly , Eur Hea rt J 2005, 26, 1011

IvabradineIvabradine: pure heart rate reduction: pure heart rate reduction

If inhibition reduces the diastolic depolarization slope, and thereby 
lowers heart rate

RR

Pure
heart rate
reduction

0 mV

-40 mV

-70 mV

Thollon C. Brit J Pharmacol. 1994;112:37-42.

closed
open

closed

Ivabradine

HEART RATE REDUCTION

Beta-adrenergic receptor blockers

Non-dihydropyridine calcium blockers
– Diltiazem

– Verapamil

If current inhibitors

- Ivabradine

Tardif JC, Camm J. Eur Heart J. 2007;28 (Abstract Suppl):321
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Anti atherosclerotic effects in animal models
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8Mean coronary 
artery diameter
Change from
baseline (%)

Simon L, et al. J Pharmacol Exp Ther. 1995;275:659-666.
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IvabradineIvabradine prevents endothelial dysfunction prevents endothelial dysfunction 
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IvabradineIvabradine : : clinical  evidenceclinical  evidence

PowerfulPowerful antianginalantianginal, anti, anti--ischemicischemic effecteffect withwith goodgood
safetysafety whateverwhatever thethe background background therapytherapy
DemonstratedDemonstrated in in thethe largestlargest clinicalclinical programprogram in stable in stable 
anginaangina (>5000 patients)(>5000 patients)

CC DD

AA BB

ReductionReduction ofof atherogenesisatherogenesis withwith ivabradineivabradine

Böhm M, et al. Circulation. 2008;117:2377-2387

Ascending aorta
*P<0.05

Apolipoprotein E–deficient mice model
Aortic sinus

IvabradineVehicule
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Vehicule Ivabradine

↓ 40%

↓ 70%
Available in many countries in Europe for the 
treatment of stable angina

Tardif JC, et al. Eur Heart J. 2005;26:2529-2536. Ruzyllo W, et al. Drugs. 2007;67:393-405. 
Lopez- Bescos L, et al. Cardiology. 2007;108:387-396.

Atenolol 100 mg od better Ivabradine 7.5 mg bid better

0- 35 sec +35 sec

Total exercise duration 

Time to limiting angina

Time to angina onset

Time to 1-mm ST-segment
depression

ETT parameters at trough of drug activity

Efficacy of Efficacy of ivabradineivabradine vsvs atenololatenolol in stable anginain stable angina
4 months of treatment4 months of treatment

Equivalence limits

Run-in
Single blind

Treatment period1 
Double blind

Treatment period 2 
Double blind

IvabradineIvabradine 5 mg 5 mg bidbid
+ + atenololatenolol 50 mg 50 mg odod

IvabradineIvabradine 7.5 mg 7.5 mg bidbid
+ + atenololatenolol 50 mg 50 mg odod

P<0.0001

P for noninferiority

P<0.0001

P<0.0001

P<0.0001

Tardif JC, et al. Eur Heart J. 2005;26:2529-2536.

placebo placebo bidbid
+ + atenololatenolol 50 mg 50 mg odod

placebo placebo bidbid
+ + atenololatenolol 50 mg 50 mg odod

placebo placebo bidbid
+ + atenololatenolol 50 mg 50 mg odod

ETT ETT ETT ETT ETT

22--4 W4 W 2 W2 W 2 W2 W 2 M2 M2 M2 M

Tardif JC, et al. Eur Heart J. 2009;30:540-548.
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Effect on heart rateEffect on heart rate
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Baseline M2 M4

IvabradineIvabradine
5 mg 5 mg bidbid

Ivabradine 7.5 mg bid (90% of pts) or 5 mg bid (10%)

67

60 (-7 bpm)

66 66

58 (-9 bpm)

Ivabradine +
atenolol

atenolol
Placebo +
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889 stable angina patients, 20 countries
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P<0.001

Tardif JC, et al. Eur Heart J. 2009;30:540-548.

ivabradine 7.5 mg
 atenolol 50 mg

Placebo
enolol 50 mg

+

+ at

Total exercise duration Time to limiting 
angina

Time to angina onset Time to 1-mm
ST-depression
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P<0.001

P<0.001 P<0.001

889 stable angi na pat ients,  20 count ri es

*E ed at  trough of drug act iv ityvaluat

Tardif JC, et al. Eur Heart J. 9;30:540-548.200

Primary objective

10 917 participants with:
Documented coronary artery disease and left ventricular dysfunction
Sinus rhythm and resting heart rate = 60 bpm

To examine the effects ofTo examine the effects of
ivabradine in patients with coronary arteryivabradine in patients with coronary artery

disease and left ventricular systolicdisease and left ventricular systolic
dysfunction on the prevention ofdysfunction on the prevention of

cardiovascular eventscardiovascular events

781 sites781 sites in in 33 countries33 countries across 4 continentsacross 4 continents

To examine the effects ofTo examine the effects of
elevated heart rate (elevated heart rate (== 70 bpm) in patients70 bpm) in patients

with coronary artery disease andwith coronary artery disease and
left ventricular systolic dysfunction left ventricular systolic dysfunction o

cardiovascular eventscardiovascular events
onn

Inclusion criteria

Documented coronary artery disease 

Documented left ventricular systolic dysfunction
(EF < 40%)

Sinus rhythm and resting heart rate = 60 bpm 

K. Fox et al. Am Heart J. 2006;152:860-866

Patients and follow-up

Median study duration: 19 monthsMedian study duration: 19 months
Maximum: 35 monthsMaximum: 35 months

www.thelancet.com

10 917 randomized

5 479 to ivabradine 5 438 to plac oeb

5 438 analyzed5 479 analyzed

12 138 screened

Design of the studyDesign of the study

Ivabradine 5 mg 7.5 mg bid

Placebo bid

Visits

Follow-up for 12 to 35 months – Median 19 months

Fox K, et al. Lancet. 2008;372:807-816.
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Baseline characteristics

Values in parentheses are standard deviations

PlaceboPlacebo IvabradineIvabradine

Male, % Male, % 8383 8383 8383

Age, mean, years Age, mean, years 65.0 (8.4)65.0 (8.4) 65.3 (8.5)65.3 (8.5) 65.2 (8.5)65.2 (8.5)

NumberNumber 5 4385 438 5 4795 479 10 91710 917

Resting heart rate, bpmResting heart rate, bpm 71.6 (9.9)71.6 (9.9) 71.5 (9.8)71.5 (9.8) 71.6 (9.9)71.6 (9.9)

Systolic BP, mm HgSystolic BP, mm Hg 127.9 (15.5)127.9 (15.5) 128.1 (15.7)128.1 (15.7) 128.0 (15.6)128.0 (15.6)

Diastolic BP, mm HgDiastolic BP, mm Hg 77.5 (9.2)77.5 (9.2) 77.4 (9.3)77.4 (9.3) 77.5 (9.3)77.5 (9.3)

AllAll

LV ejection fraction, %LV eject ion fraction, % 32.3 (5.5)32.3 (5.5) 32.4 (5.5)32.4 (5.5) 32.4 (5.5)32.4 (5.5)

www.thelancet.com

Study endpoints

Cardiovascular deathCardiovascular death

Hospitalisation for acute myocardial infarctionHospitalisation for acute myocardial infarction
(fatal or non fatal) (fatal or non fatal) 

Hospitalisation Hospitalisation for new onset or worsening heartfor new onset or worsening heart
failurefailure

All endpoints analyzed for the total populationAll endpoints analyzed for the total population
(HR (HR >> 60 bpm)60 bpm) as well as in patients with HR as well as in patients with HR >> 70 bpm 70 bpm 

Primary composite endpointPrimary composite endpoint

www.thelancet.com

Years

P = 0.0066
Hazard ratio = 1.46 (1.11 – 1.91)
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Heart rate above 70 bpm increases theHeart rate above 70 bpm increases the
risk of myocardial infarction risk of myocardial infarction 

placebo arm

Fox K, et al. Lancet. 2008;372:817-821.

Background TherapyBackground Therapy

Study Therapy Aspirin or
antithrombotic

(%) 

Statins

(%)

BB

(%)

RAS
agents

(%)

TRACE 1995 AMI + LVD Trandolapril 92 – 17
CIBIS II  1999 CHF Bisoprolol 40 – 96
MERIT HF 1999 CHF Metoprolol 46 25 89
HOPE 2000 High CV risk Ramipril 75 28 39
COPERNICUS 2001 CHF Carvedilol – – 97
CAPRICORN 2001 AMI + LVD Carvedilol 86 – 98
EUROPA 2003 Stable CAD Perindopril 92 58 62
COMET 2003 CHF Metoprolol/carvedilol 35 20 92
SENIORS 2005 Elderly CHF Nebivolol 43 20 82
COURAGE 2007 Stable CAD Optimal medical therapy

Revascularization
95 89 89 65

REACH CAD Registry 93 76       62 68
BEAUTIFUL 2008 CAD + LVD Ivabradine 94 74 87 90

Patients

Years

P = 0.037
Hazard ratio = 1.38 (1.02 – 1.86)

0 0.5 1 1.5 2
0

4

6

2 Heart rate < 70 bpm

Heart rate = 70 bpm

risk of coronary revascularisation risk of coronary revascularisation 

0

5

10

15

Years
0 0.5 1 1.5 2

P < 0.0001
Hazard ratio = 1.53 (1.25 – 1.88)

Heart rate < 70 bpm

Heart rate = 70 bpm

ox K et al. Lancet  Online August 31, 2008. 

 

Heart rate above 70 bpm increases theHeart rate above 70 bpm increases the

Fox K, et al. Lancet. 2008;372:817-821
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placebo arm

.

Mean heart rate reductionMean heart rate reduction
(Patients with baseline HR (Patients with baseline HR == 70 bpm)70 bpm)

www.thelancet.com

Mean dose of ivabradine 6.64 mg bid
Heart rate (bpm)

Mean heart rate reduction in  the overall Mean heart rate reduction in  the overall 
populationpopulation

Mean dose of ivabradine 6.18 mg bid
Heart rate (bpm)
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www.thelancet.com
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primary endpoint primary endpoint (overall population)(overall population)

% with primary composite endpoint

Ivabradine

Placebo

P = 0.94
Hazard ratio = 1.00 (0.91 – 1.10)
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Ivabradine reduces fatal and nonIvabradine reduces fatal and non--fatal fatal 
myocardial infarction (HR myocardial infarction (HR ==70 bpm)70 bpm)
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Placebo
(HR >P = 0.001

Hazard ratio = 0.64 (0.49 – 0.84)

70 bpm)

Ivabradine

years
0 0.5 1 1.5 2

0

4

8

RRR 36%

RRR: Relative risk reduction
Fox K et al. Lancet  Online August 31, 2008. 

Fox K, et al. Lancet. 2008;372:807-816.
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P = 0.016
Hazard ratio = 0.70 (0.52 – 0.93)

RRR 30%

Placebo
(HR >70 bpm)

Ivabradine reduces the need for Ivabradine reduces the need for 
revascularisation (HR revascularisation (HR ==70 bpm)70 bpm)

RRR: Relative ri sk reduction

0.11431%0.69Fatal MI

0.02322%0.78Fatal and non-fatal MI or unstable angina

0.01630%0.70Coronary revascularization

0.00923%0.77Fatal and non-fatal MI, unstable angina,
or revascularization

0.00136%0.64Fatal and non-fatal MI

P valueRisk
reduction

Hazard
ratio

Predefined end point

Summary of risk reduction with ivabradine Summary of risk reduction with ivabradine 
in coronary patientsin coronary patients with HR with HR ==70 bpm70 bpm

Fox K, et al. Lancet. 2008;372:807-816. Fox K, et al. Lancet. 2008;372:807-816.

Secondary prevention of myocardial infarction Secondary prevention of myocardial infarction 
in stable CAD in stable CAD 

Future perspectivesFuture perspectives

NNT-1

Number needed to treat/to prevent one event per 1 year (NNT-1)

Study Event

ACE inhibitorsACE inhibitors

Statins Statins 

Ivabradine

CORONARY ARTERY DISEASECORONARY ARTERY DISEASE
Morbidity/mortality trial in CAD patients without heart failure

HEART FAILUREHEART FAILURE
Effect of ivabradine in cardiovascular events in chronic systolic heart 
failure

MYOCARDIAL INFARCTIONMYOCARDIAL INFARCTION
Ivabradine (IV) in patients undergoing PCI for STEMI

Scandinavian 
Simvastatin Survival 
Study (4S)1

63 patientsMajor coronary 
event (coronary death 
and non-fatal MI)

HOPE2 229 patientsFatal and 
non-fatal MI

BEAUTIFUL study3 93 patientsFatal and 
non-fatal MI

1- Kjekshus J. Am J Cardiol. 1995;76:64C-68C.  2-HOPE Investigators. N Eng J Med. 2000;342:145-153.
3- Fox K, et al. Lancet. 2008;372:807-816.

Relationship between changes in heart rate Relationship between changes in heart rate 
and mortality in studies on CHFand mortality in studies on CHF

OneOne--year mortality according to baseline heart rate year mortality according to baseline heart rate 
in the CIBISin the CIBIS--II TrialII Trial

Lechat P, et al. Circulation. 2001;13:1428-1433.
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Effect of magnitude of heart rate reduction on clinical Effect of magnitude of heart rate reduction on clinical 
outcomes in CHFoutcomes in CHF

Flannery G. Am J Cardiol. 2008;101:865- 869.

Predictors of  total mortality in CORONAPredictors of  total mortality in CORONA

Multivariate analysis of association with total mortality

S/creatinine/10 1.08 (1.06-1.11) <0.0001

Ejection Fraction x 100 0.97 (0.96-0.98) <0.0001

BMI, kg/m2 0.95 (0.93-0.96) <0.0001

Age/10 1.30 (1.17-1.43) <0.0001

Diabetes 1.36 (1.18-1.57) <0.0001

NYHA class 1.33 (1.15-1.54) <0.0001

OR (95% CI) P

ApoA-1 0.52 (0.40-0.67) <0.0001

3 342 patients with chronic NYHA II-IV heart failure and EF ≤ 40%

Wedel H. et al. Eur Heart J. 2009;11:281-291.

Heart rate, bpm/10 1.13 (1.06-1.19) <0.0001 (A) Correlation of change in HR with relative risk reduction (RRR) in all-cause mortality 
(B) Correlation of final achieved HR with annualized mortality in 9 -blocker trials of 19,537 patients

MetaMeta--regression of betaregression of beta--blockers trials n=19537blockers trials n=19537

Correlation of change in HR and LVEF in CHF patientsCorrelation of change in HR and LVEF in CHF patients

(A) 26 -blocker trials of 3,389 patients
(B) 8 -b locker trials of >100 patients (2,599 pts).

MetaMeta--regression of betaregression of beta--blockers trialsblockers trials

Flannery G. Am J Cardiol. 2008;101:865- 869.

Correlation of change in HR and LVEF in CHF patientsCorrelation of change in HR and LVEF in CHF patients

(A) 26 -blocker trials of 3,389 patients
(B) 8 -blocker trials of >100 patients (2,599 pts).

MetaMeta--regression of betaregression of beta--blockers trialsblockers trials

Flannery G. Am J Cardiol. 2008;101:865- 869.

 

Preservation of LV function in heart failurePreservation of LV function in heart failure
CHF rat coronary ligation modelCHF rat coronary ligation model

Mulder P, et al. Circulation. 2004;109:1674-1679.
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IVA 10 mg/kgIVA 1 mg/kgCHF

*  p<0.05 vsCHF * p<0.05 vs CHF

Beneficial effect of ivabradine on LV remodeling Beneficial effect of ivabradine on LV remodeling CHF rat CHF rat 
coronary ligation modelcoronary ligation model
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Mulder P, et al. Circulation. 2004;109:1674-1679.

Study objectives beyondStudy objectives beyond

To evaluate the effect of ivabradine in the reduction of CV 
death and hospitalization for heart failure in patients with:

Moderate to severe heart failure (NYHA class II to IV)
Ischemic and non ischemic heart disease (60/40)

Appropriate cardiac therapy including cardiac 
resynchronization therapy and implanted cardioverter 
defibrillator

To evaluate the effect of ivabradine on symptoms and 
quality of life

EF, %HR, bpmEF, %HR, bpm

38.1 ± 6.573 ± 1534.3 ± 7.879 ± 14Baseline

38.4 ± 9.472 ± 1337.2 ± 10.064 ± 122 hours

38.1 ± 8.674 ± 1435.0 ± 10.464 ± 1030 minutes

Placebo, n=13Ivabradine, n=30

Manz, et al. Cardiology. 2003;100:149-15

Preservation of contractility with ivabradinePreservation of contractility with ivabradine

Patients with LV dysfunctionPatients with LV dysfunction
0.2 mg/kg i.v. (n = 43)0.2 mg/kg i.v. (n = 43)

5.
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Pulmonic Valve Disease: 

 Pulmonic Valvuloplasty 
 Percutaneous Pulmonic Valve Replacement 

Pulmonic Stenosis: 
 Congenital 
 May be subvalvular, valvular or supravalvular 
 Presents with fatigue, dyspnea, edema 

PPV Indications: 
 Valvuloplasty is the treatment of choice for valvular pulmonic stenosis 
 Progressive symptoms 
 Gradient of 50 mmHg or greater 

PPV Technique: 
 Right heart catheterization 
 Passage of guidewire into PA 
 Balloon dilatation 

PPV Outcomes: 

Percutaneous Therapy for Valvular Heart Disease 
J. T Sullebarger 

Florida Cardiovascular Institute 

Population
≥ 18 years
Symptomatic CHF, class II to IV NYHA
All etiologies of CHF
Documented hospi tal admission for worsening heart failure ≤ 12 
months
LV systolic dysfunction (EF) ≤ 35%
HR ≥ 70 bpm

Ivabradine 
5 mg bid

Matching placebo, bid

Run-in
7 to 30 
days

D014 D028ASSE Every 4 monthsD000 M004

Ivabradine 2.5, 5 or 7.5 mg bid according to HR and tolerability

SSystolicystolic HHearteart Failure treatment with theFailure treatment with the IIff Inhibitor IvabradineInhibitor Ivabradine

www.controlled-tri

versusversusTT rialrial

als.com

BEAUTIFUL SHIFT

Difference in patients

All documented CAD All documented CHF

LV ejection fraction <40 <35

NYHA Class I, II, III Class II, III, IV

Heart rate >60 >70

Clinically stable For last 3 months For last 4 weeks

Age Above 55, above 18 if 
diabetic

All above 18

Primary end point

CV death + hospitalisation 
for AMI + new 

onset/worsening HF

CV death + hospitalisation 
for worsening HF

Fox K, et al. Am Heart J. 2006;152:860-866. and www.controlled-trials.com

Conclusion:
Clinical benefits of ivabradine

1 Proven benefits1 Proven benefits
Antianginal, antiischemic efficacy and safety 
whatever the background thera
Reduction in CV events in coronary artery 
disease with left ventricular dysfunction 
(BEAUTIFUL study)

2 Under evaluation
Reduction in CV events in heart failure 
patients (SHIFT study)
Reduction in CV events in CAD without hF 

versus versus 
Baseline characteristicsBaseline characteristics

BEAUTIFUL SHIFT
Available for all Available for 6279 patie

Age (y)

nts

65 60
HR (bpm) 72 80

NYHA I (%) 17 -

NYHA II (%) 58 49

NYHA III (%) 25 49
NYHA IV (%) - 2

Ejection fraction (%) 32 29
Treatment

BB (%) 88 89
ACEI/ARB (%) 90 90

ACE (%) 80 78
Diuretics (%) 55 82
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 Excellent immediate results 
 Low restenosis rate 
 Late pulmonic insufficiency  

Percutaneous Pulmonic Valve Replacement: 
 Pericardial Valve mounted in a balloon expandable stent 
 Used for failed conduit valves 
 Difficult to use in the native position 

Aortic Stenosis: 
 Most commonly caused by calcific degeneration of the valve 
 Associated with bicuspid valve 
 Classic presentation with angina, syncope and heart failure 

PAV Indications: 
 Aortic valve replacement is the standard of care for patients with aortic stenosis 
 Aortic valvuloplasty is suitable for patients with severe (AVA <1.0 cm) AS who are poor surgical 

candidates.  In some cases it may be used to stabilize a patient for later surgery.Retrograde 
Technique 

 The femoral arterial approach is used for the introduction of a balloon of 18-23mm across the 
stenotic valve 

 Patients are monitored with a second arterial line and Swan Ganz catheter 
 The balloon in inflated repeatedly with measurements between inflationsPAV Retrograde 

 It may be difficult to cross the valve retrogradeP
 Transseptal puncture is used to enter the left 

passed across the mitral valve and out across the
 This technique allows valvuloplasty in patient

Technique: Disadvantages 
 Transseptal Puncture needed 
 Technically challenging 
 Potential for damage to the mitral valve  
 Atrial septal defect 

Aortic Valvuloplasty: Outcomes: 
 Significant immediate improvement in aortic 

0.6 to 0.9 cm) 
 2-10% mortality, 0.4-5% stroke, 0-2% perforation,  

vascular re
 Restenosis an
 No mortality benefit: 33% VR 

Technique: Disadvantages 
 Very large catheter must be placed in the femoral artery (10-12F) 

AV Antegrade Technique 
atrium via the right atrium. The balloon is then 
 aortic valve 

s with peripheral vascular diseasePAV Antegrade 

valve area (50-70%) and hemodynamics (example: 

0-2% aortic insufficiency, 0-2% MI, 8-27%
pair 

d no statistical benefit p  at 6 month follow u
 vs 75% survival at 3 yr compared to A

FCI CardiologyFCI Cardiology

Edwards Edwards PerPercutaneouscutaneous Aortic ValveAortic Valve

FCI CardiologyFCI Cardiology

Edwards Edwards PercutaneousPercutaneous Aortic ValveAortic Valve
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Percutaneous Aortic Valve Replacement 
 Corevalve and Edwards-Sapien Valve have both received CE Mark 
 PARTNER Trial with the Edwards Valve enrolling in the US 
 Corevalve (now Medtronic) to begin clinical trial in the US later this year 

Comparison of the Edwards Sapien to the Corevalve 
 Balloon Expandable vs Self Expanding 
 Small vs Large Stent length 
 24F vs 18F system 
 Challenges in negotiating the aortic arch and crossing the aortic valve retrograde 
 Self expanding is repositionable 
 Periprosthetic leaks and radial strength 
 Transapical Approach (Edwards only) 

Screening and Preparing the Patient 
 Patients considered to be high risk for surgery 
 CT Angiogram and ECHO to size the annulus of the aortic valve 

 Small vs Large Stent length 
 24F vs 18F system 
 Challenges in negotiating the aortic arch and crossing the aortic valve retrograde 
 Self expanding is repositionable 
 Periprosthetic leaks and radial strength 
 Transapical Approach (Edwards only) 

Screening and Preparing the Patient 
 Patients considered to be high risk for surgery 
 CT Angiogram and ECHO to size the annulus of the aortic valve 

TransseptalTransseptal ApproacApproachh to AVR to AVR

 
 
 
 
 

 
 

 
 
 

 

 

 

 

FCI CardiologyFCI Cardiology

Early Experience with PAVREarly Experience with PAVR

FCI CardiologyFCI Cardiology

Early Experience with PAVREarly Experience with PAVR

FCI CardiologyFCI Cardiology

CorevalveCorevalve

Pericardial Valve in Pericardial Valve in a self expanding a self expanding 
stentstent

FCI CardioloFCI Cardiologygy

TransseptalTransseptal Approach to PAVRApproach to PAVR

FCI CardiologyFCI Cardiology

Case Example of PAVRCase Example of PAVR

FCI CardiologyFCI Cardiology
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 CT Angiogram to asses the aorta and iliac arteries for size, tortuosity and calcification 
Percutaneous Aortic Valve Replacement – Retrograde Approach 

 Preclosure of the arterial access site 
 Temporary pacemaker 
 Cross the AV retrograde and predilate 
 Deploy the percutaneous aortic valve 

Patients with Difficult Access  
 Transseptal Approach 
 Apical Approach 
 Edwards Sapien Valve 

Mitral Stenosis 
 Rheumatic Fever 
 Commissural thickening, fusion and late calcification 
 Progressive dyspnea, atrial fibrillation, embolic events, pulmonary hypertension 

Mitral Stenosis: Indications for Intervention 
 Progressive symptoms 
 Atrial fibrillation 
 MVA <1.5 cm 
 Mild regurgitation 
 Suitable ECHO score 
 No left atrial thrombus 

ECHO Score 
 Transthoracic and TEE 
 Leaflet Mobility 
 Leaflet Thickening 
 Subvalvular Disease 
 Calcification 

Surgical Commissurotomy 
 Closed or open technique 
 Splitting of fused commissures  
 Valve replacement if mitral regurgitation or severely diseased valve not amenable to 

commissurotomy 
PTMC Double Balloon Technique 

 Transseptal Puncture 
 Passage of catheter to the LV and placement of a guidewire 
 Passage of a second guidewire 
 balloon dilation of the interatrial septum 
 Passage of two balloons and simultaneous inflation 

PTMC Inoue Technique 
 Transseptal puncture 

 

nique 
he aortic valve 

ade with a guidewire 
oss the MV for dilation 

n surgical instrument used for closed surgical commissurotomy 
 the double balloon technique 

are comparable to closed and open commissurotomy in randomized 

 Dilate septum 
 Passage of curved guidewire 
 Introduction of Inoue balloon into the LA and across the valve
 Dilation of the valve 

Inoue Balloon Valvuloplasty PTMC Retrograde Tech
 Pass catheter retrograde into LV across t
 Cross the mitral valve retrogr
 Pass the balloon acr

Percutaneous Dilator 
 Reusable metal dilator based upo
 Passed transseptal over a guidewire as in

PTMC Outcomes 
 Immediate results with PTMC 

trials 
 Long term outcomes also same as surgery 
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 Restenosis 7-24% at 5 years 
PTMC Outcomes 

 Increased Mitral Regurgitation 20% 
 Shunt 5% 
 Embolic Events 0-7% 
 Perforation 1%  
 Death 1.6% 
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The Future 
 Percutaneous Valve Therapies will become the procedure of choice for high risk patients 
 The potential to place a percutaneous valve within a failed tissue prosthesis may result in a shift 

away from mechanical prosthetic valves at surgery 
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Atrial Fibrillation New realities and striking questions 

 
P. E. Vardas 

University of Crete, Heraklion, Greece 
 

 

Above the typical chaotic pattern of time in AF Above the typical chaotic pattern of time in AF 
(black) and time in sinus rhythm (grey) over time(black) and time in sinus rhythm (grey) over time

What is the evolution of theWhat is the evolution of the
““natural time course of AFnatural time course of AF””??

Kirchhof P, et al. Eur Heart J. 2007Kirchhof P, et al. Eur Heart J. 2007

Atrial FibrillationAtrial Fibrillation

What is the evolution of theWhat is the evolution of the
““natural time course of AFnatural time course of AF””??

The arrhythmia is often chronic and The arrhythmia is often chronic and 
progressiveprogressive

The trend to progression to permanent AF The trend to progression to permanent AF 
is 10 % in the first year after symptomatic is 10 % in the first year after symptomatic 
manifestation and 5 % per annum manifestation and 5 % per annum 
thereafterthereafter

Lone AF has an unexpectedly low Lone AF has an unexpectedly low 
cumulative probability of progression from cumulative probability of progression from 
paroxysmal to permanent. paroxysmal to permanent. ComorbiditiesComorbidities
significantly modulate progression and significantly modulate progression and 
complication of AF   complication of AF   

JahangirJahangiret al, Circulation 2007et al, Circulation 2007

How can we define How can we define ““recurrencerecurrence”” of AF ?of AF ?

Any arrhythmia that has the ECG Any arrhythmia that has the ECG 
characteristics of AF and lasts longer characteristics of AF and lasts longer 

than 30 secondsthan 30 seconds

Pathophysiology of AFPathophysiology of AF
Do we have complete understanding of the Do we have complete understanding of the 

mechanisms underlying the AF process?mechanisms underlying the AF process?

Of course not!Of course not!

Pathogenesis of AF is multiPathogenesis of AF is multi--factorialfactorial

Significant progress has been made in the Significant progress has been made in the 
understanding of the essential understanding of the essential 
components of components of pathopatho--physiological physiological 
mechanisms for AF development   mechanisms for AF development   

Pathophysiology of AFPathophysiology of AF
Synopsis of the Synopsis of the ““entryentry”” mechanism of AFmechanism  of AF

Regular Regular tachycardiastachycardias or focal triggers or focal triggers 
found in myocardial tissue of the found in myocardial tissue of the atrialatrial
free wall or pulmonary veins create free wall or pulmonary veins create 
propagating wavelets. propagating wavelets. 

In the presence of In the presence of reduced refractoryreduced refractory
periodperiod and/or and/or conduction velocityconduction velocity
(decreased wavelengths), the propagating (decreased wavelengths), the propagating 
wavelets may lead to reentrant circuits wavelets may lead to reentrant circuits 
and AFand AF

Pathophysiology of AFPathophysiology of AF
Striking questions concerning the PV triggersStriking questions concerning the PV triggers

If muscle sleeves are present in the pulmonary If muscle sleeves are present in the pulmonary 
veins in everyone, why do some develop AF and veins in everyone, why do some develop AF and 
others do not?others do not?

Does a Does a ““naturalnatural”” functional electrical block functional electrical block 
between the pulmonary veins and the left atrial between the pulmonary veins and the left atrial 
myocardium exist, and would this protect against myocardium exist, and would this protect against 
AF?AF?

Pathophysiology of AFPathophysiology of AF
Which are the most frequent AF trigger locations?Which are the most frequent AF trigger locations?

The main trigger locations are the The main trigger locations are the PVsPVs

Why Why ““ focalfocal”” AF develops at age 30 in one patient AF develops at age 30 in one patient 
and age 70  in another?and age 70  in another?

WWhyhy do periods of AF paroxysms alternate in do periods of AF paroxysms alternate in 
unpredictable patterns with periods of sinus unpredictable patterns with periods of sinus 
rhythm in most patients?rhythm in most patients?

What causes the first episode of AF?What causes the first episode of AF?

Which genetic factors predispose to AF?Which genetic factors predispose to AF?
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Pathophysiology of AFPathophysiology of AF
The important role of The important role of atrialatrial fibrosisfibrosis

Fibrosis has an apparent, clear impact in Fibrosis has an apparent, clear impact in 
facilitating AF by facilitating AF by reducing the conduction velocityreducing the conduction velocity
and possibly creating areas of and possibly creating areas of conduction blockconduction block

The The preciseprecise mechanisms and signaling pathways mechanisms and signaling pathways 
involved in the development of involved in the development of atrialatrial fibrosis are fibrosis are 

 

unknowunknownn

the oxidative stress pathways (CRP)the oxidative stress pathways (CRP)

Currently three interrelated pathways appear to be Currently three interrelated pathways appear to be 
involved: involved: 

the the reninrenin––angiotensinangiotensin system system 
growth factors (TGFgrowth factors (TGF--1) 1) 

Pathophysiology of AFPathophysiology of AF
The role of genetic factorsThe role of genetic factors

It is now evident that lone AF may be caused by It is now evident that lone AF may be caused by 
mutations of different genesmutations of different genes controlling cardiac controlling cardiac 
excitabilityexcitability

the final effect is that of reduced action the final effect is that of reduced action 
potential duration.potential duration.

Mutations in Mutations in connexinconnexin 40 lead to an 40 lead to an impaired impaired 
electrical couplingelectrical coupling between cells and decreased between cells and decreased 
atrialatrial conduction velocityconduction velocity

Remodeling in Atrial FibrillationRemodeling in Atrial Fibrillation
A vicious cycleA vicious cycle

Electrical remodelingElectrical remodeling

Structural remodelingStructural remodeling

Coronary flow remodelingCoronary flow remodeling

It is clear that the initiation and mostly the perpetuation of AIt is clear that the initiation and mostly the perpetuation of AF F 
needs properly remodeled needs properly remodeled atrialatrial walls.  Moreover,  AF contributes walls.  Moreover,  AF contributes 
to remodeling, thus further AF leads to further perpetuation. to remodeling, thus further AF leads to further perpetuation. 

Pathophysiology of AFPathophysiology of AF
Important issues related to remodelingImportant issues related to remodeling

Remodeling and especially ionic changes Remodeling and especially ionic changes 
may partially explain susceptibility to AF may partially explain susceptibility to AF 
and its maintenance but provide little and its maintenance but provide little 
evidence on initiation of the arrhythmiaevidence on initiation of the arrhythmia

Interstitial fibrosis appears to follow the Interstitial fibrosis appears to follow the 
development of AF.  It still remains development of AF.  It still remains 
unclear whether preexisting structural unclear whether preexisting structural 
changes are responsible for the initiation changes are responsible for the initiation 
of AF  of AF  

What are the main goals What are the main goals 
of AF therapy? of AF therapy? 

Abolish precipitants / Reduce underlying Abolish precipitants / Reduce underlying 
structural heart diseasestructural heart disease
Improve Quality of LifeImprove Quality of Life

Reduce SymptomsReduce Symptoms
Rate Rate vsvs Rhythm controlRhythm control

Reduce ComplicationsReduce Complications
Anticoagulation (central to all AF Anticoagulation (central to all AF 
management strategies)management strategies)

Extend survivalExtend survival
Minimize treatmentMinimize treatment--related adverse effectsrelated adverse effects

What are the contemporary main strategies What are the contemporary main strategies 
for the treatment of AF?for the treatment of AF?

The ACC / AHA / ESC guidelines on The ACC / AHA / ESC guidelines on 
management of AF updated in 2006 management of AF updated in 2006 
have upgraded pulmonary vein have upgraded pulmonary vein 
ablation to the second choice after ablation to the second choice after 
one antione anti--arrhythmic drug has failed arrhythmic drug has failed 

The Real World of AF management The Real World of AF management 
Important questionsImportant questions

Rate or rhythm control for patients with Rate or rhythm control for patients with 
paroxysmal AF?paroxysmal AF?

Do all Do all AADsAADs have the same class of have the same class of 
recommendation for AF crecommendation for AF cardioversionardioversion??

Which is the best AAD for the Which is the best AAD for the 
maintenance of SR?maintenance of SR?

How effective is How effective is DronedaroneDronedarone??

When is AF ablation prioritized as a first When is AF ablation prioritized as a first 
line therapy?line therapy?

I. Savelievaand J. Camm. Europace (2008) 10, 647–665

What are the cWhat are the currentlyurrently availableavailable, , 
investigationalinvestigational && experimentalexperimental AADAAD forfor AF?AF?
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AF Therapeutic PoliciesAF Therapeutic Policies
Rate or Rhythm control?Rate or Rhythm control?

AFAF--CHF trialCHF trial
1376 patients with a LVEF 1376 patients with a LVEF ==35%, symptoms of CHF, and 35%, symptoms of CHF, and 
a history of AF were randomly assigned to a rhythma history of AF were randomly assigned to a rhythm--
control control (amiodarone 82%)(amiodarone 82%) oror raterate--controlcontrol ((betabeta--
blockersblockers 88%)88%) strategy and were followed for a mean of strategy and were followed for a mean of 
37 months37 months

Primary endpoint:Primary endpoint: deathdeath fromfrom cardiovascularcardiovascular causescauses

InIn patientspatients withwith AFAF andand CHFCHF, a , a routineroutine strategystrategy ofof
rhythmrhythm controlcontrol doesdoes notnot reducereduce thethe raterate ofof deathdeath fromfrom
cardiovascularcardiovascular causescauses, , asas comparedcompared toto a a raterate--controlcontrol
strategystrategy

Roy D et al, N Engl J Med 2008;358:2667-77

AF Therapeutic PoliciesAF Therapeutic Policies
RateRate or Rhythm control?or Rhythm control?

No differNo differ

Comp Comp 
clinical clinical 
eventsevents

SotSot--FlFl--PropProp--
AmAm--ECVECV

Persistent/Persistent/
Recurrent Recurrent 
after ECVafter ECV

6868

2727

522522

RACERACE

No differNo differ

Comp Comp 
clinical clinical 
eventsevents

AmAm--SotSot--PropProp

PersistentPersistent

6161

2020

205205

HOT CAFEHOT CAFE

No differNo differNo differNo differNo differNo differResultsResults

DeathDeathComp clinical Comp clinical 
eventseventsSymptomsSymptomsEndpointEndpoint

AmAm--SotSot--
PropProp--ECVECV

AmAm--PropProp--FlFl--
ECVECVAmAm--ECVECVTherapiesTherapies

Persistent/Persistent/
ParoxysmalParoxysmal

PersistentPersistentPersistent Persistent AFAF

707065656060AgeAge

424222221212FF--u (mo)u (mo)

40604060200200252252Pts Pts 

AFFIRMAFFIRMSTAFSTAFPIAFPIAF

None of these trials demonstrated the expected superiority of the rhythm control strategy

 

Do all AADs have the same class of 
recommendation for AF cardioversion?

Do all Do all AADsAADs have the same class of have the same class of 
recommendation for AF crecommendation for AF cardioversionardioversion??

Which is the best AAD for the maintenance Which is the best AAD for the maintenance 
of sinus rhythm?of sinus rhythm?

Rate of efficacy in maintaining sinus rhythm for more than 6 monRate of efficacy in maintaining sinus rhythm for more than 6 monthsths

Amio

AmiodaroneAmiodarone is effectiveis effective
Is it safe?Is it safe?

Vardas et al, Vardas et al, Am J Card 1998Am J Card 1998 Roy et al, N Roy et al, N EnglEngl J Med. 2000J Med. 2000

•Hypo-hyper thyroidism
•Skin discoloration

••Lung toxicityLung toxicity
••Visional problemsVisional problems

Side effects:Side effects:

How effective is How effective is DronedaroneDronedarone? ? 

The The ATHENA trialATHENA trial evaluated evaluated 4,628 pts 4,628 pts >>75 years 75 years 
with AF or 70with AF or 70--75 years 75 years with AF with AF and at least one and at least one 
additional cardiovascular risk factor additional cardiovascular risk factor randomized randomized 
to to dronedarone or placebo. dronedarone or placebo. 

Primary Endpoint: composite of allPrimary Endpoint: composite of all--cause mortality cause mortality 
combined with cardiovascular hospitalization.combined with cardiovascular hospitalization.

DronedaroneDronedarone decreased the risk of cardiovascular decreased the risk of cardiovascular 
hospitalizations or death from any cause by 24% hospitalizations or death from any cause by 24% 
(p<0.001).(p<0.001).

Hohnloser et al, Presented at Heart Rhythm 2008

New developments in upstream therapiesNew developments in upstream therapies

The GISSI The GISSI –– AF TrialAF Trial
Large, randomized, Large, randomized, 
prospective, placeboprospective, placebo--
controlled, controlled, multicentermulticenter trial trial 
to test whether the ARB to test whether the ARB 
valsartanvalsartan could reduce the could reduce the 
recurrence of AFrecurrence of AF
The 2 primary end points The 2 primary end points 
were time to first recurrence were time to first recurrence 
of AF and  proportion of pts of AF and  proportion of pts 
with more than one with more than one 
recurrence of AF in 1 year.recurrence of AF in 1 year. At 1 year, no significant

reduction in the
incidence of recurrent AF 

was found

The Gissi-AF investigators, N Engl J Med 2009;360:1606-17.

DronedaroneDronedarone
Is it effective and safe in advanced and symptomatic HF?Is it effective and safe in advanced and symptomatic HF?

The The ANDROMEDAANDROMEDA trial evaluated the efficacy of trial evaluated the efficacy of 
dronedarone in pts who were hospitalized with dronedarone in pts who were hospitalized with 
symptomatic HF and severe left ventricular systolic symptomatic HF and severe left ventricular systolic 
dysfunction.dysfunction.

Primary endpoint: the composite of death from any cause or Primary endpoint: the composite of death from any cause or 
hospitalization for heart failure.hospitalization for heart failure.
Stopped prematurely due to higher mortality in dronedarone groupStopped prematurely due to higher mortality in dronedarone group..

IIn n patientspatients withwith severesevere HFHF andand LVLV systolicsystolic dysfunctiondysfunction, , 
treatmenttreatment withwith dronedarone dronedarone waswas associatedassociated withwith
increasedincreased earlyearly mortalitymortality relatedrelated toto thethe worseningworsening ofof HF.HF.
NNoo pulmonarypulmonary, , thyroidthyroid, , hepatichepatic toxicitytoxicity oror TdPTdP waswas
observedobserved..

N Engl J Med 2008;358:2678-87
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AF ablationAF ablation
The adventureThe adventure

AF ablationAF ablation
The most frequent questionsThe most frequent questions

What are the targets for catheter ablation What are the targets for catheter ablation 
for AF?for AF?

Pulmonary vein isolationPulmonary vein isolation
Complex fractionated Complex fractionated atrialatrial electrogramselectrograms

Linear lesionsLinear lesions

Autonomic targetsAutonomic targets

Right atriumRight atrium

What is the stepwise approach?What is the stepwise approach?
Here several strategies are combined, included Here several strategies are combined, included 
PV isolation, targeting of focal point and linear PV isolation, targeting of focal point and linear 
lesions  lesions  

AF AblationAF Ablation
The most frequent questionsThe most frequent questions

What is the endpoint of AF ablation?What is the endpoint of AF ablation?
Electrical isolation of all pulmonary veinsElectrical isolation of all pulmonary veins

What is the success rate of AF ablation?What is the success rate of AF ablation?
It varies significantly, as it depends on the It varies significantly, as it depends on the 
patient type and the experience of the team patient type and the experience of the team 
carrying out the AF ablationcarrying out the AF ablation

In an ideal group of patients with lone, In an ideal group of patients with lone, 
paroxysmal AF, when carried out in an paroxysmal AF, when carried out in an 
experienced centre, the success rate experienced centre, the success rate 
reaches 85 % with a first procedure  reaches 85 % with a first procedure  

 

AF AblationAF Ablation
The most frequent questionsThe most frequent questions

When can AF ablation be prioritized as a When can AF ablation be prioritized as a 
first line therapy?first line therapy?

Patients with very symptomatic AF who refuse Patients with very symptomatic AF who refuse 
antiarrhythmicantiarrhythmic medicationmedication
Young patients with paroxysmal AFYoung patients with paroxysmal AF
Patients, rather young, in whom the only anti Patients, rather young, in whom the only anti 
arrhythmic choice is arrhythmic choice is amiodaroneamiodarone..
Patients at high risk of stroke who cannot take Patients at high risk of stroke who cannot take 
longlong--term term warfarinwarfarin therapy  therapy  

AF AblationAF Ablation
Reasonable questions with controversial or unclear answersReasonable questions with controversial or unclear answers

Do we understand what we are ablating?Do we understand what we are ablating?
No, not exactly No, not exactly 

Do we know what is the role of the Do we know what is the role of the 
additional substrate modification in additional substrate modification in 
paroxysmal AF?paroxysmal AF?

As yet, this remains controversialAs yet, this remains controversial

How can we determine which patients How can we determine which patients 
require substrate modification in addition require substrate modification in addition 
to pulmonary vein isolation?to pulmonary vein isolation?

Probably, by the nonProbably, by the non--inducibilityinducibility of AF  of AF  

AF AblationAF Ablation
The most frequent questionsThe most frequent questions

How is the success rate related to the number How is the success rate related to the number 
of procedures performed per centre?of procedures performed per centre?

75.975.923.923.952.052.0TotalTotal

87.987.915.815.863.863.8>300>300

91.091.028.428.462.562.5231231--300300

75.475.422.722.752.752.7181181--230230

74.074.029.729.744.344.3151151--180180

62.462.428.828.833.633.6121121--150150

81.681.630.430.435.435.49191--120120

70.670.633.733.736.936.96161--9090

67.567.534.034.033.533.53131--6060

59.959.930.130.129.829.811--3030

Overall Success 
Rate (%)

No of procedures
per centre

Success Rate
without AADs(%)

Success Rate 
with AADs(%)

Cappato R et al. Worldwide survey on the methods, efficacyandsafety of catheter ablat ion for human AF. Circulation 2005

Remote navigation systemsRemote navigation systemsHow will AF Ablation technology advance in How will AF Ablation technology advance in 
the near and more distant future? the near and more distant future? 

Some current innovationsSome current innovations

IrrigatedIrrigated--tip ablation catheters.tip ablation catheters.

Balloon Balloon cryocryo--ablation.ablation.

IntracardiacIntracardiac--echo.echo.

Robotic navigation systems.Robotic navigation systems.

MultiMulti--slice CT or MRI image integration slice CT or MRI image integration 

in in electroanatomicelectroanatomic mapingmaping..
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AF in 2009AF in 2009
ConclusionsConclusions

As the worldAs the world’’s population ages, so the epidemic of s population ages, so the epidemic of 
AF inexorably increases morbidity and mortality AF inexorably increases morbidity and mortality 

Today we have a deeper understanding of the Today we have a deeper understanding of the 
pathophysiologicalpathophysiological mechanisms that contribute to mechanisms that contribute to 
the triggering and development of AF. Much the triggering and development of AF. Much 
remains to be elucidated at molecular and channel remains to be elucidated at molecular and channel 
level.level.

AF in 2009AF in 2009
ConclusionsConclusions

There has been no marked progress in the There has been no marked progress in the 
pharmaceutical cure of AF. pharmaceutical cure of AF. DronedaroneDronedarone seems to seems to 
be effective in AF patients with mild or no HFbe effective in AF patients with mild or no HF

Although the evolving techniques of ablation are Although the evolving techniques of ablation are 
maturing and seem to be promising, they are not maturing and seem to be promising, they are not 
yet recognized as a first line treatment.yet recognized as a first line treatment.

Could an early initiation of rhythm control therapy Could an early initiation of rhythm control therapy 
(drugs, ablation, and (drugs, ablation, and ““upstream therapyupstream therapy””) result ) result 
in a slower progression of AF and can, in the long in a slower progression of AF and can, in the long 
term, AFterm, AF--related complications be prevented by related complications be prevented by 
such a therapy?such a therapy?
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Tssu Sinagan sneulebaTa #1 kaTedra 
 

samkurnalo fakultetis safakulteto Terapiis kaTedra Tbilisis saxelm-
wifo universitetis profesorTa dadgenilebiT daarsda 1921 wlis 30 ivniss al-
eqsandrovis saxelobis saavadmyofos bazaze, romelsac SemdgomSi ak. aleqsan-
dre aladaSvilis saxeli mieniWa. (uznaZis 103). kaTedris gamged arCeuli iyo al-
eqsandre aladaSvili. igi 1919 wlidan 1921 wlamde ganagebda amave klinikaSi ar-
sebul diagnostikis kaTedras. kaTedris asistentebi gaxdnen: Salva miqelaZe, ni-
koloz maxvilaZe, ivane koniaSvili da dimitri javaxiSvili. ordinatorebi – io-
seb abakelia, mixeil tyemalaZe, mariam maCabeli da ana qavTaraZe. StatgareSe 
ordinatorebad iricxebodnen nino aleqsiZe, Tamar benaSvili, Tamar toroSe-
liZe, ivsixi cincaZe, noe megreliSvili da i. fancxava. 

1928 wels klinikaSi funqcionireba daiwyo eleqtrokardiografiulma kabi-
netma. kabinets ganagebda noe megreliSvili. SemdgomSi - docenti giorgi yufa-
raZe. 

sxvadasxva dros klinikaSi muSaobdnen: akademikosi mixeil winamZRvriSvili, 
profesorebi Salva miqelaZe, nikoloz maxvilaZe, ioseb abakelia, ivane koniaS-
vili, dimitri javaxiSvili, grigol didebuliZe, giorgi mestiaSvili, ioseb ja-
vaxiSvili, ivsixi cincaZe, vladimer anTaZe, mixeil nodia, giorgi wiTlanaZe, vl-
adimer gersamia, noe megreliSvili, ana JRenti, Tamar Jordania, konstantine vir-
salaZe, vaxtang aladaSvili, givi baxtaZe, giorgi uSveriZe, sandro xerodina-
Svili. 

1934 wels gaixsna Tbilisis saswrafo daxmarebis saavadmyofo, romelic 
dakompleqtda ZiriTadad safakulteto Terapiis kaTedrisa da klinikis Tanam-
Sromlebisagan. 1947 wels saswrafo daxmarebis saavadmyofo SeuerTda aleqsand-
rovis saxelobis meore saavadmyofos da ewoda q. Tbilisis aleqsandre aladaS-
vilis saxelobis saswrafo daxmarebis gaerTianebuli saavadmyofo. 

1920 wels a. aladaSvilis iniciativiT klinikaSi gamoiyo sawolebi tuber-
kuloziT daavadebulTaTvis da iqve 1922 wels gaixsna specialuri ambulatoria, 
ramac SemdgomSi safuZveli Cauyara tubdispanserisa da tuberkulozis institu-
tis Seqmnas, romlis pirveli direqtori iyo safakulteto Terapiis kaTedris 
profesori ioseb abakelia. imave 1920 wels klinikis bazaze Seiqmna balneologi-
uri ganyofileba, romelmac safuZveli Cauyara kurortologiisa da fizioTe-
rapiis samecniero kvleviTi institutis Seqmnas 1927 wels. instituts xelmZR-
vanelobda amave kaTedris aRzrdili, profesori ivane koniaSvili. 

aRniSnuli klinikis da kaTedris xelmZRvanelis akademikos a. aladaSvilis 
TaosnobiT 1927 wels Seiqmna Sromis higienisa da profesiul daavadebaTa insti-
tuti, romelsac saTaveSi Caudga amave kaTedris profesori nikoloz maxvilaZe. 
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klinika mWidrod TanamSromlobda Tbilisis farmakoqimiuri institutis 
klinikur ganyofilebasTan. mravali wlis manZilze aq tardeboda am institutis 
mier samamulo nedleulisgan Seqmnili samkurnalwamlo preparatebis klinikuri 
Semowmeba, aprobacia. aprobacias kurirebda ioseb parma. kaTedris mier aprobire-
bulia 100-mde samamulo warmoebis preparati. 

kaTedraze gansakuTrebuli yuradReba eqceoda samxareo paTologiebis 
Seswavlas. kaTedris TanamSromlebis mier saqarTveloSi pirvelad iyo aRmoCeni-
li da aRwerili ankilostomidozi (n. maxvilaZe da g. didebuliZe), brucelozi 
(n. maxvilaZe), spru (S. miqelaZe).  

kaTedris TanamSromlebma yuradReba miaqcies adgilobrivi kurortebisa da 
mineraluri wylebis samkurnalo Tvisebebis Seswavlas. kaTedras didi wvlili 
miuZRvis samkurnalo kvebis organizaciis saqmeSic. 

kaTedris da universitetis TanamSromlebis mier Seiqmna Tanamedrove same-
dicino terminologia qarTulad da gamoica masalebi diagnostikis termino-
logiisa. 

akad. a. aladaSvili kaTedras xelmZRvanelobda 1950 wlamde. 1950-52 wlebSi 
- prof. nikoloz yifSiZe, 1952-54 wlebSi - prof. konstantine virsalaZe, 1954-56 
wlebSi - prof. Tadeoz mamalaZe, 1956-57 ww - prof. vladimer gersamia, 1957-68 ww 
- prof. memnon kandelaki, 1968-71 ww - prof. sergo kobalaZe, 1971-86 ww - prof. 
vaxtang aladaSvili, 1986-95 ww - prof. guram rcxilaZe, 1995 wlidan dRemde - 
akad. nodar emuxvari. 

kaTedris gamgis, prof. v. aladaSvilis TaosnobiT 1975 wlidan kaTedraze 
farmacevtuli fakultetis studentebs ekiTxeba farmakoTerapiis kursi, romel-
sac xelmZRvanelobs doc. m. kandelaki. 1977 wlidan 1984 wlamde kaTedraze is-
wavleboda samxedro savele Terapia toqsikologiiT, romelsac xelmZRvanelob-
da doc. n. emuxvari. 

1970 wlidan kaTedra muSaobs lipiduri metabolizmis darRvevis proble-
mebze. Seiqmna lipiduri cvlis Semswavleli laboratoria. dadgenilia sisxlis 
lipidTa normebi q. Tbilisis da aRmosavleT saqarTvelos soflis mosaxleoba-
Si. Seswavlilia lipiduri cvla klinikur masalebze ZiriTadi Terapiuli paTo-
logiebis dros. gamocemulia meToduri werili `dislipoproteidemia (gamok-
vlevis meTodebi, diagnostika da mkurnaloba)~ v. aladaSvili, a. kobalaZe, m. 
abaSiZe, i. varazanaSvili. 

1982 wlidan klinikis bazaze funqcionirebs kardiologiuri ganyofileba, 
sadac danergilia kvlevis Semdegi meTodebi: 1. eqokardiografia (1983 wlidan - 
erT-erTi pirveli). 2. doplereqokardiografia (1990 wlidan - erT-erTi pirveli). 
3. saylapavidan eleqtrofiziologiuri gamokvleva (1993 wlidan - erT-erTi pirv-
eli). 4. eleqtrostimulaciuri strestesti (1993 wlidan - erT-erTi pirveli). 5. 
streseqokardiografia - eleqtrostimulaciuri strestesti + eqokardiografia - 
1993 wlidan. 6. dobutaminiT streseqokardiografia - 1998 wlidan. 7. veloer-
gometria. 8. 24-sT-iani ekg monitorireba (holteri). 

1990 wels saqarTvelos respublikis jandacvis saministros brZanebis saf-
uZvelze kaTedris bazaze Seiqmna refleqsoTerapiis respublikuri centri, 
romelsac saTaveSi Caudga doc. mzia kandelaki. 

1988 wlidan 1995 wlamde kaTedra saqarTvelos respublikis mecnierebaTa 
akademiis i. quTaTelaZis sax. farmakoqimiis institutTan erTad atarebda sam-
amulo warmoebis preparatis kolxicinis aprobacias perioduli daavadebis da 
amiloidozis, RviZlis alkoholuri daavadebis dros (doc. marina kandelaki). 

kaTedraze pirvelad saqarTveloSi gakeTda RviZlis punqciuri biofsia. 
1973 wlidan Seiqmna lipiduri cvlis Semswavleli laboratoria. safuZveli 
Caeyara samamulo warmoebis kolxiciniT mTeli rigi paTologiebis mkurnalobas: 
SebrunebiTi poliseroziti (perioduli daavadeba - xmelTaSua zRvis cxeleba), 
podagra, alkoholuri hepatiti, cirozi,. dainerga refleqsoTerapia, streseqo-
kardiografia - eleqtrostimulaciuri strestesti + eqokardiografia - 1993 
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wlidan, dobutaminiT streseqokardiografia - 1998 wlidan. 24 saaTiani dinamiuri 
ekg monitorireba holteris meTodiT, datvirTviTi testi tredmilze, gulis 
eleqtrofiziologiuri gamokvleva, koronaroangiografia. 

2003 wlidan ewodeba Sinagani medicinis ¡#1 departamenti, kerZo Terapiis 
mimarTuleba. mimarTulebis xelmZRvaneli, sruli profesori nodar emuxvari, as-
ocirebuli profesorebi kaxa WeliZe, Salva petriaSvili; asistent-profesorebi 
irma mamacaSvili, rusudan nafetvariZe, nia bregvaZe. 
        

 

TSMU #1 Department of Internal Medicine 
 

Department of Internal Medicine was founded in 1921 on the basis of Aleksandrovi hospital, and then 

which was given name of Aleksandre Aladashvili. Aleksandre Aladashvili was elected as the head of the 

department and had been leading the department until 1950. Then the history of the department developed 

so: 1950-52 prof. Nikoloz Kipshidze, 1952-54 prof. Konstantine Virsaladze, 1954-56 prof. Tadeoz 

Mamaladze, 1956-57 prof. Vladimer Gersamia, 1957-68 prof. Memnon Kandelaki, 1968-71 prof. Sergo 

Kobaladze, 1971-86 prof. Vakhtang Aladashvili , 1986-95 prof. Guram Rtskhiladze, 1995 up today Acad. 

Nodar Emukhvari. 
 

 

 
 

qarTul-arabuli da qarTul-sparsuli samedicino  
kulturuli kavSirebi 

 
n.ninua, c.manjgalaZe 

Tssu neiromedicinis mimarTulebis departamenti 
    

saqarTveloSi samkurnalo xelovneba warmarTul xanaSi Caisaxa da qristes 
Sobis Semdeg TandaTan ganviTarda. Sua saukuneebis werilobiTi Zeglebidan 
unda dasaxeldes ZiriTadad naTargmni xelnawerebi: nemesios emeselis “bunebi-
saTvis kacisa” - IV-V saukunis Zegli romelic Targmna petre iberma da grigol 
noselis “kacisa SeqmnisaTvis” - IV saukunis Zegli, romelic Targmna giorgi 
mTawmindelma. es Txzulebebi ZiriTadad berZnulidan naTargmni xelnawerebia. 
savalaloa is faqti, rom erovnuli samedicino xelnawerebi, romelTa avtorebi 
qarTveli mkurnalebi arian, aRar mogvepoveba. kurnalobis sakiTxebi hagiogra-
fiul TxzulebebSia SemorCenili, romelTa Soris SeiZleba dasaxeldes iakob 
curtavelis “wamebai wmindisa SuSanikisa” da ioane sabanisZis “abo Tbilelis 
cxovreba”. qarTuli erovnuli samedicino werilobiTi Zeglebi savaraudoa, rom 
eqneboda uZvelesi kulturis mqone qarTvel ers. ers sadac filosofia, bunebis 
metyveleba da mecnierebis TiTqmis yvela dargi epoqis Sesabamis doneze iyo gan-
viTarebuli. es Zeglebi gaanadgura gamudmebulma Semosevebma, mahmadianulma mtr-
ulma garemocvam... saqarTvelos konsolidaciis simbolo bagratis taZari daang-
ries, fanaskertis koSkis xaxulis eklesiebi satiral mdgomareobamde miiyvanes 
da werilobiTi Zeglebis ganadgurebas da cecxlSi dawvas win raRa daudgeboda. 
rac gadarCa, isic saswaulebrivad RvTis SewevniT da Cveni winaprebisgan wagno-
brobis usazRvro siyvarulma Semogvinaxa. es Zeglebi Cven ers mowinave qveynebis 
ricxvSi umkvidrebs adgils. samedicino weriloboTi Zeglebi da faseulobebi 
Cveni erovnuli simdidrea. 

saqveynod cnobilia Zveli qarTuli medicinis istoriis mkvlevaris eqim la-
do kotetiSvilis Tavdadebuli Sroma Cvenamde moRweuli Sua saukuneebis xel-
naweri Zeglebis karabadinebis Seswavlisa da maTi raobis dadgenis Tvalsazri-



b i o g r a f i e b i 
 

 

 67 

siT. aseTebia: qananelis “usworo karabadini XI saukunis Zegli, Tumca am bo-
lodros es xelnaweri X saukunis Zeglad iqna aRiarebuli rogorc saTauridan 
Cans am xelnawers ewodeba usworo anu sworupovari. Rogorc am epiTetidan Cans, 
amis badali xelnaweri arc erT qveyanaSi ar moipoveba da am xelnawris saTauri 
“karabadini” qarTuli warmoSobis sityva ar aris. Es xelnaweri moicavs kacTa 
yvela Wiris samkurnalo rekomendaciebs, masSi mocemulia adamianis daavadebaTa 
klinikuri suraTi zusti aRwerilobiT, simptomebiT da ZiriTadi yuradReba 
gamaxvilebulia diagnozis zustad dasmaze, swori diagnozis zustad dasmis 
Semdeg ki – wamlebiT mkurnalobis sworad, uSecdomoT warmarTvaze. CamoTvli-
lia araerTi wamlis momzadebis teqnologiuri procesi da iqvea miTiTebuli 
maTi saxelwodebebi, romelic ZiriTada arabulia an sparsuli. aseTi srulyofi-
li xelnaweri arabul wyaroebSi dRemde ar aris napovni amitom Cven vfiqrobT, 
es xelnaweri arabul-qarTuli kulturuli samedicino kavSirebis uSualo Sede-
gi unda iyos. Arabebis urdoebma aramarto saqarTvelo daipyres da CvenTan arae-
rTi saukunis manZilze batonobdnen, aramed unda vifiqroT, rom maT moZaladeo-
bas Tan axlda arabuli samkurnalo xelovnebis aTvisebis procesebi qarTveli 
mkurnalebis mier. aseTi mosazreba davis sagnad ar migvaCnia, imitom, rom am 
karabadinSi terminebis TvalsazrisiT uamravi arabuli sityvaa mimofantuli da 
eqim l. kotetiSvilis azriT pirveli aseTi Txzuleba “karabadinis” saxelwo-
debiT arab eqims sabor ibn sahels dauweria. aqedan Cven vakeTebT daskvnas, rom 
TviT Txzulebis – “karabadinis” saxelwodeba qarTul samedicino metyvelebaSi 
arabuli samedicino civilizaciis gavlenis Sedegad unda CaiTvalos aseve unda 
aRiniSnos, rom profesionali qarTveli eqimi arabul qarTuli ganmartebiTi 
leqsikonis gareSe bevrs verafers gaigebs qarTul enaze daweril am Txzule-
baSi. Es ki gvafiqrebinebs, rom qarTvel eqimebs imdenad kargad hqondaT aTvise-
buli arabuli ena da samedicino terminebi, rom maTTvis siZneles ar warmoad-
gena dedanSi am karabadinis wakiTxva da rac mTavaria, arabul terminologiaSi 
gzis gagneba. medicinis istorikosebi imasac varaudoben, rom es uZvelesi xel-
naweri sparsul enaze daiwera. sulxan-saba orbelianma Tavis “sityvis konaSi” 
ganmarta, rom “karabadini” ucxo sityvaa da qarTulad “samkurnalo wigns” niS-
navso, e.i. qarTvelma leqsikografma aRar daakonkreta “karabadini” arabuli sit-
yvaa Tu sparsuli. magram l. kotetiSvilma daadgina, rom “karabadins” sparsu-
lad “akrabadini” anu “axrabadini” ewodeba. es, rom ase aris, karabadin-akra-
badinebis msgavseba gvafiqrebinebs. 

qarTul inteligencias da gansakuTrebiT mkurnalebs, undodaT es Tu ara, 
sparsuli enis codna mainc savaldebulod iTvleboda. “mtris enis” codna Tav-
dacviTi iaraRi iyo qarTvelTa devna da asimilacia, elinur-berZnul medici-
nasTan daSorebis mcdeloba iyo aRmosavlur medicinasTan daaxloebis mizniT. 
aseTi Zalmomreobis fonze ar aris gamoricxuli, rom qarTveli samedicino saz-
risis warmomadgenlebi ganicdidnen iranuli enis gavlenas da es igrZnoba xel-
nawer karabadinebSic da gansakuTrebiT samedicino terminologiaSi. es iyo erT-
erTi Tavsmoxveuli asimilaciis Sedegi. gavixsenoT Tundac gviani Sua saukunee-
bis dasasruli – 1795 wlis krwanisis tragedia. aseT Znel pirobebSi uxdebodaT 
Cvens winaprebs erovnuli medicinis SenarCunebisaTvis brZola. “usworo karaba-
dinis” Sesaxeb komentarebi da gamokvlevebi mogvawodes: l. kotetiSvilma prof. 
i. gersiSvilma, prof. r. Sengeliam da sxv. 

meore mniSvnelovani xelnaweri aris “wigni saaqimoi”, romelic 1206 wliT 
TariRdeba. es xelnaweri Zalian mniSvnelovani filosofiuri da didi samedi-
cino sibrZnisaa. am metad mniSvnelovani xelnaweris avtorad zogierTi qarTuli 
medicinis istoriis mkvlevari xojayofils miiCnevs, zogs ki arabulidan naTa-
rgmn wignad miaCnia. Damafiqrebelia is faqti, rom es xelnaweri “karabadinis” 
saxeliT saerTod ar ixsenieba, Tumca SinaarsiT da konstruqciiT karabadinis 
StabeWdilebas tovebs. vin iyo xojayofili, am pirovnebis Sesaxeb Zalian mwiri 
cnobebi mogvepoveba. igi SeiZleba meCeTis msaxuri mahmadiani mkurnali aqimi, 
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xakimi iyo da Semdeg SesaZlebelia gaqristianda. l. kotetiSvilis Semdeg am 
mniSvnelova xelnawers aRaravin Sexebia. 

Sua saukuneebis samedicino xelnaweri Zeglebidan erovnul-qarTul niadag-
ze dgas didi “mkurnali” da “brZenmTavari” zaza fanaskerteli, romlis wignis 
meore nawili gamoica prof. m. saakaSvilis redaqtorobiT, xolo komentarebi 
ekuTvniT prof. k. grigolias da prof. i. abulaZes. es Zegli meTxuTmete sau-
kunis xelnawerad iTvleba, am wignze TandarTuli ganmartebiTi leqsikoni prof. 
i. abulaZes ekuTvnis gaerTianebuli saxiT pirvelida meore nawili am metad Zvi-
rfasi da mniSvnelovani samkurnalo wignisa – karabadini gamosca prof. m. Sen-
geliam. 

daviT luarsabis Ze bagrationis Txzuleba “iadigar-daudi” XVI saukunis bolo 
wlebSia dawerili, romelic TurqeTSi kerZod stambulSi daiwera. 

zemoT CamoTvlil karabadinebis avtorebs Soris yvelaze erovnuli moRvawe aris 
did “mkurnali” da “brZenmTavari” zaza fanaskerteli, romlis freska SemorCenilia 
kinwvisis eklesiaSi. zazas karabadinis xelnaweri raodenobiT 88 Tabaxze metia. 1368 
gverdiani karabadini yvelaze didia moculobiT da SinaarsiT qarTul xelnawer 
karabadinebs Soris da Rrma SinaarsiTac gamoirCeva! yinwvisis eklesia mkurnal wminda 
nikolozis saxelobis gaqristianebuli dawesebuleba iyo. es imis mimaniSnebelia, rom 
Sua saukuneebis saqarTveloSi eklesia da mkurnalobis saqme erTmaneTTan mWidrod iyo 
dakavSirebuli. TviT ufali ieso qriste uebro mkurnali iyo, romelic qadagebda: 
koWlni, davrdomilni dadiodnen, brmani xedavdnen, yruni ismendnen. ristianuli 
sarwmunoebis gavrcelebas Tan axlda avadmyofTa gankurnebis saswaulebi. wminda giorgi 
sneulT mkurnali iyo. ufal ieso qristes araerTi mimdevari qristianebi hyavda, 
romlebic wmindanebad arian Seracxulni. aseTi wmindani mkurnalebia: nikolozi, kozma, 
damiane, panteleimoni, wminda nino, irine, marine, babale TviT wminda giorgi da sxvebi, 
romlebic samkurnalo saswaulebs axdendnen. Cven Zalian dagvainteresa, Sua saukuneebSi 
arsebobda Tu ara, qarTul saxelmwifo aparatSi dRevandeli janmrTelobis dacvis 
msgavsi uwyeba an socialuri uzrunvelyofis tipis saxelmwifo dawesebuleba. aseTebi 
uSualod ar unda yofiliyo, magram daviT aRmaSeneblis mematiane aSkarad migvaniSnebs, 
rom aseTi humanuri mzrunvelobiT TviT mefeT-mefe da eklesiis msaxurebi iyvnen 
dainteresebulni da iCendnen kidec aseT mzrunvelobas.  

 

Georgian-Arab and Georgian-Persian Medical Culture Relationship 
N. Ninua Ts. Manjgaladze 

TSMU Neurodirection Department 
 

It is supposed that the oldest cultural Georgian race had Georgian national medical writer 

monuments, where philosophy, natural science and nearly all branches of science were developed to 

corresponding era stage. 

Among written monuments of medieval centuries main translated manuscripts should be mentioned: 

Nemeros Emesels IV – V century monument translated by Peter Iberi and Grigol Noseli IV century 

monument – translated by George Mtatzmindeli. 

XI century monument “Ustoro karabadini” by Kananeli is famous all over the world, great “Doctor” 

and “Phylospher” by Zaza Panaskerteli are based on national Georgian ground the second part of this book 

was published by the Prof. M. Saakashvili. 

The work “Iadigar – Daudi” by David Bagrationi was written in late XVI century. 
 

literatura: 
1. qananeli “usworo karabadini – wigni saaqimoi”. 
2. averoisi “wigni saaqimoi” – xojayofilis Targmani. 
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4. L.K.<fuhfnbjyb “Bflbufh-Lfelb”.    


