PE3IOMETA HA HAYYHHUTE TPYJIOBE HA BbJIT'APCKH U HA AHT JIMVMCKH
E3UK

Ha a-p SABop Jumurpos Ileitues, 1.M.,

NpeJICTaBEH! 33 y4acTUE B KOHKYPC 32 3aeMaHe Ha aKkaJIeMUYHa [UThKHOCT ,,J{o1ieHT*, B obmact
Ha BHCHIETO 0Opa3oBaHUE ,,37paBeora3BaHe M cropT — 7., mpodecHoHAIHO HaIpaBICHHUE
~Memuuna®“ — 7.1., cnemmandoct ,Kapmuonorus® — 03.01.47., keMm Menuuuncku
yausepcureT ,,IIpod. n-p IlapackeB CrosHoB“ — Bapna, ®akynrer ,,Memununa“, IIspBa
Kareapa IO BBTpEIHN OonecTu/Y4yeOeH CeKTOp MO KapAHOJOTHs W KIWHUKA 110
kapauoxupyprus kbM YMBAJI ,,CB. Mapuna* — Bapna, cbriiacHo 00sBa B [IbpxaBeH BECTHUK,
Op. 102 ot 23.12.2022 1.

HAYYHA MTPOAYKIMS, IOKPUBAIIA MUHUMAJIHUTE HAYKOMETPUYHHU
N3UCKBAHUA 3A 3BAEMAHE HA AKAJEMHUYHA JJI'BKHOCT , JOEHT*

IHokazamen Al. /lucepmayuonen mpyo 3a npudoodousamne nHa o0OpazosamenHa u HAy4YHA
cmeneH ,,/lokmop“

Al. IeiiueB, ABop. [Iporno3za u mporHocTU4HH (HaKTOPHU MPU AOPTHO KIIAMTHO MPOTE3UPaHE 10
MOBO/I Ha a0pTHA cTeHo3a. BapHa: Meauuuncku yausepcurer ,,[Ipod. a-p [TapackeB CtossHOB*
— Bapna. Jlokropcka aucepranus. 2018. 199 c.

Pe3rome

Kamuudukannonnara aoptHa kiamnHa creHo3a (AoC) e XpoHHWYHO 3a0o0JisiBaHE C
nporpecupary xoJl. XUpypru4HOTO aopTHO KianHo nporezupane (AoKII) u nuec npoabixkasa
na 6bae MeToA Ha n30o0p rnpu jedeHuero Ha narueHture ¢ AoC. Xupypruunoro AoKII uma
HAl-TOJIIM OTHOCHUTENIEH ST Cpell BCHUYKH KIJIAMHU CHPACUYHU OIEpaly MPH Bb3PaCTHU.
[{smocTHaTa (3aBBpIlEHA) MPOTHO3a BKIIOUBA: (1) ouakBaHaTa MPOIBKUTENIHOCT Ha O0IecTTa,
(2) paxropuTte, KOUTO MpenCcCKa3BaT (IETEPMUHUPAT) PA3BUTHETO Ha OOJIECTTA MJIH MOSBAaTa HA
OosectHo cwrOmTHE W (3) omucaHWe Ha XoJa Ha OoJiecTTa — IOCTENEHHO BIIOIIABaHE,
UMTEPMHUTECHTHH KPHW3H WM BHE3allHa, HEMpeIBUANMAa KpW3a, B TOBA YHCJIO, U CMBPT. B
Hacmoswama paboma ca paszenedaHu HAKOU ACNeKmu Hd NPOoSHO3ama U NpOSHOCMUYHUME
Gaxmopu npu 601U ¢ karyugurxayuonna AoC, nexysanu onepamusto ¢ AoKII. IlpoyduBaneto
€ U3BBPIICHO B KIMHHKATa MO KapAUOXUPYprus KbM YHUBepcHTeTckara OonHuna ,,CB.
Mapuna“ — Bapna. [IpouechT Ha HaOmo/eHHe Ha MAlMEHTUTEe 0O0XBallla ONpPENIeIsIHETO Ha
knmuHUYHATEe Toka3aHusi 3a AoKIl, mpemonmepaTtvBHaTa NOATOTOBKA, MEepUONEpaTHBHATA
IMAarHOCTHKA, Tped- ¥  CJIEJONEpPAaTUBHOTO JICUYCHHE, KAKTO H  CIIEAONEPATHBHOTO
npociensBane. HabmoneHnero Ha BKIIIOYEHHTE B MPOy4YBaHETO 157 manMeHTH MpOIbIKU
amoymatopao 10 romuuu. Cmamucmuuecku memoou: (1) OmnwmcatenHa CTaTUCTHKA



(M3uucisiBaHE W OIICHKA Ha TOKa3aTeNM 3a OTHOCUTENIEH [sUI, LEHTpaJHA TEHACHIUS M
CTAaTUCTUYECKO pa3ceiiBane); (2) [lapameTrpuuHu moka3zaTenu 3a OLEHKA HAa CTaTUCTUYECKU
xurnore3n (t-xputepuii Ha Student-Fischer); (3) CpaBHsiBaHe Ha OTHOCHTEIIHHM JISLTOBE
(npomoprmu) (x>-tect); (4) AHanm3 Ha mpexuBseMocTTa 1o Meroxa Ha Kaplan-Meier; (5)
AHanu3 Ha 3aBUCUMOCTH (KOpealuoHeH, TOUKoBo-OucepuaiieH 1 CoxX perpecuoHeH MoJen 3a
IPOIOPIHMOHATHOCT HA PUCKOBETE). 3adauu Ha oucepmayuonnus mpyo: (1) aHaaus Ha oOmara
cmppTHOCT (all-cause mortality) ciaenx AoKII, (2) amanu3 u omeHka Ha (yHKIHMATA Ha
npexkuBsemoctta cieq; AoKII u (3) uscnenBane Ha BIMSHUETO HA HAKOU OT (PAKTOpPHUTE HA
neMorpadcko-aHTpOOMETPUIHHS TPO(DUI, ChpJICYHATA U HE-ChPACUYHA KOMOPOUTHOCT BHPXY
¢yHKUMATA HA IpeKUBsieMocTTa ciea Xxupypruano AoKII npu manuenTn ¢ kanuudukannonHa
AoC, B mparocpoueH 1uiaH. KIIMHMYHOTO MpOy4YBaHE € 3aMHUCIECHO M MPOEKTHPAHO, KaTo
00cepBaIiOHHO (KOXOPTHO), MPOCIIEKTHBHO U €THOICHTPOBO. [ToA00pHT HA BKIIFOUBALTUTE U
M3KJIIOYBAIIN KPUTEPUHU € M3BBPILEH C Orjie]l Ja ce eMMMUHUPA MaKCHUMAJHO BIUSHUETO Ha
KopoHapnara 6osect Ha cbpuero (KbC) u Ha npuapy>kaBaiiara KianHa cbpeuHa naToJIorus,
BBPXY KpaTKOCpouHaTa M otjanedeHa mnporHo3a cien AoKII mpu GomHuTe ¢ M30IMpaHa,
xemoguHaMuuHO 3HaunMa AoC. Ocnosnu uzéoou: (1) CmbprHOCTTa e AoKIT mpu 6oHuTE
¢ AoC mpe3 panHus cienonepatuBeH nepuoa (1o 90-Tu mocTonepaTHMBEH [J€H) ce
XapaKTepu3upa c paHeH UK (IIpe3 IbpBaTa ceAMMIIA Ha Iepuoja), B okoio 70% ot ciydaure
€ acolMUpaHa ¢ UMIUIAHTHpaHaTa KiamHa nporesa (mo aepunuimure Ha Society of Thoracic
Surgeons [STS]) u B okono 50% OT ciiy4auTe € CBbp3aHa C €KCIECHMBHA NEpUOINepaTHBHA
xemoparus; (2) Ot aHanu3a Ha CMBPTHOCTTA Mpe3 KbeHus nepuo cieq AoKII (mpu S-roaumiHo
IpociesiBaHe) ce oyepTaBaTr Tpu (pa3u Ha TMHAMUYHA MPOMSHA Ha JIETAIUTETa — KPECUCHI0
¢aza, ¢a3a Ha OTHOCHUTENIHO CTAllMOHUpaHe U (a3a Ha pekpyaecueHus; (3) ETnonoruunust
CHEKTBhpP Ha JIETAJIUTETa Mpe3 KbCHUS CIeONepaTuBeH MepHo € MPOMEHEH € B CPaBHEHHUE C
paHHUS OCTONEPATUBEH NEPUOJ — 3HAUUTEIHO MO-HUCHK 51 Ha xemoparuure (okosuo 16%),
KaKTO ¥ 3HAYUTEITHO MTO-MATBK JISJT HA TPUYMHHTE 33 €K3UTYC, ACOMUPAHH C UMILUTAaHTHpaHATa
kjanHa nporesa; (4) IlpenonepaTuBHOTO MpeAChPAHO MBXAEHE Npu nanueHture ¢ AoC e
CBBP3aHO ChC CUTHU(UKAHTHO 110 Jiomma npesxxkuBsieMoct cien AoKI B kbcHHUS clieionepaTuBeH
nepuoa (ua 5-ta romuHa Log-rank p=0.048; wa 8-ma rommua Log-rank p=0.022); (5)
VYcTaHOBeHa € CTaTUCTMYECKH JOCTOBEpPHA pasiMKa MEXIy KpPUBUTE HAa CMBPTHOCTTA,
pecrieKTuBHO — mnpexkuBseMoctTa, cien AoKII npu 6omnu ¢ AoC, 3a OHE3M MOArPYNH OT
MaIUeHTH chC chpaeuHa HenoctarbyHOoCT (CH) u 3amazena ¢pakuus Ha u3rinackBane (OUN),
pa3JienuTenHaTa rpaHuila Mex 1y KouTo, o otHomeHue Ha O, e 60% (a ne 40% unm naxe He
50%!); (6) Bcuuku moumnanu Oonuu ciex xupypriuuHo AoKIT mo moBox Ha umcta AoC
npmwkuBe ca mmaim CH cbc 3amazena ®U, Ho camo mpu 20% oOT TAX ChbpaevyHaTa
JeKOMITeHCcanusl € Owmia wuaeHTH(UIMpaHa, KaTo OCHOBHA IMPHYMHA 3a JIETaJleH H3XOJ B
pamKuTe Ha S-roauuiHoTo npociensaBane. [Ipu ocrananure 80% ot nounHanute 6011 cbe CH
u 3anazeHa ®U, ocHoBHaTa mpUYMHA 3a JIeTaJeH U3Xo7 e Ouna apyra 6oject, a He ChpeyHara
nexommeHcauus; (7) CeobrcTBamaTa aprepUaiHa  XUIEPTOHUS TpH  OOJHHUTE ¢
KanuupukanmonHa kinamHa AoC, BOJIU 0 CUTHU(UKAHTHO MO-JIOLIH PE3yJITaTH 10 OTHOILIEHHUE
Ha JparocpodHara upexussiemoct cien xupypruuno AoKIT (Log-rank p<0.001); (8)
[lpenonepaTBHaTa aHEMHsT OKa3Ba CTATHUCTUYECKH 3HAYMMO HETAaTUBHO BIHUSHHE TIO
OTHOIIIEHHE Ha MpeXuBsieMocTTa ciiex xupyprudao AoKII mpu OomHUTE ¢ KamupUKaIMOHHA,
gucta AoC (Log-rank p<0.0001). OcBeH TOBa, ce OKa3Ba, Y€ aHEMHUYHHUAT CHHAPOM HMa
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CaMOCTOSITEJIHO TPEAUKTUBHO 3HAUEHUE, 10 OTHOIIEHWE HA IPEKUBSIEMOCTTa IPU Ta3u
Kareropusi 0onmHM; (9) AHAIM3BT Ha cienoNepaTuBHATA KOMOPOMIHOCT C BHUCOK PHUCK OT
JeTajieH HM3X0JA Npu omnepupaHuTe namueHTH ¢ yucra AoC, mokazBa ue Tpombo3ara
XeMOparuurTe, KaTo JBE CTPAaHU HA E€IUHEH ChAOBO-TPOMOOTHYEH KOHTHHYYM, C TSCHO
NpeIIuTaHe Ha MPO- U AHTUKOATYJAaHTHHU B3aMMOJICHCTBUS, UMAT OTHOLIEHUE KbM JICTATHUS
U3XOJ1 P OKOJIO nosioBuHaTa (n=12; 48%) ot Bcuuku 25 citydast Ha ek3utyc. Hayunu npunocu
¢ opueunanen xapakmep. (1) 3a mbpBU I'BT y HAC € U3BBPIUICHO IPOYUYBaHE BHPXY MPOTHO3aTa
Ha Oomuute ¢ KanuupukammonHa AoC cnen xupypruuHo AoKII, kato mpocHeKTHBHOTO
MPOCIIE/IBAHE HAa ONIEPUPAHUTE MALMEHTH € C TPOABILKUTENHOCT 10 ronunu; (2) AHaNU3bT U
WHTEPIIPETANMITA HA KIMHUYHUTE TaHHU Ca HAMPABEHU BBPXY ,,9UCT OT XEMOJUHAMUYIHA U
KJIMHUYHA TJIeHAa TOYKa Mojen. M3rpaxiaHeTo Ha TO3M MOJEI CE€ OCHLIECTBU MOCPEICTBOM
cnenuduyeH moa00p Ha BKIIOYBANIMTE M M3KIIOUBAIIA KPUTEPHUH, HAIIPABEH Taka, 4e Ja ce
enmuMuHupa MakcumanHo BiusHuero Ha KBC u Ha mpuiapykaBaiiata KiamHa ChpJedHa
MaTOJIOTHUs, BbPXY KpaTKOCpOYHATa M OTAaliedeHa mporHosa cien xupypruuno AoKII mpu
Oonnute ¢ kanuupukanuonHa, yucta AoC; (3) AHanu3bT U TMO3HABAHETO HA OCHOBHUTE
IpUYKHU 32 cMBPT cied xupypruano AoKII mo moBox Ha yncta AoC naBa oCHOBaHME J1a ce
peneduHMpa TOHATHETO ,,OCHOBHA TpPUYMHA 32 CMBPT™ (KOETO € yJAO0O0HO 3a aHalu3 W
JOKYMEHTHpaHe Ha TEepMHHAIHU CbOUTHSA, ,post factum*), kaTto ce BbBene TEpMUHA
,»CJIEIOTIEpaTUBHA KOMOPOUIHOCT C BUCOK PHUCK OT JIETAIEH M3X0A" (KOeTo Iue Jaje
BB3MOKHOCT 3a [JHarHo3a, JIeYeHHE, CTpaTU(HUIMpAaHE Ha pPHCKAa W TPEBEHLUS TPEaAn
HAaCTBHIIBAHETO Ha TEPMHHAIHOTO CBHOMTHE, ,,ante factum®); (4) AHaIM3BT HA MPUUYUHUTE 3a
cmbpT cien AoKIl, mpe3 nHTepMenuepHus cleAonepaTuBeH Mepuo/l JaBa OCHOBAaHHUE Ja ce
MPEIJIOKH ,,IUTIOTHA™ POMSIHA B TIPOTOKOJIA 32 CIEIONEPaTUBHO HAOIIOICHHE C BbBEXKIAHE
Ha JIOIBJIHUTEIHN KOHTPOJIHU mpersiequ Ha 1-Bu, 3-tu um 6-tu mecen cnen AoKII, Bmecto
M3BBPIIBAHUTE HA CETAIIHUS €Tall PYTUHHO JBa Nperyiesia B paMKUTE caMO Ha IIbPBUS Mecell
cinen AoKIl. Hayunu npunocu ¢ nomewvpoumenno 3Hauenue. BbBeneHU B NMpaKkTHKaTa ca
CHBPEMEHHUTE CIEUU(UIHA KAaTETOPUU W CBBP3aHUTE C TAX HO3OJOTHYHU EIUHUIIH,
dbopMysMpaHu B IpenopbkuTe Ha STS, 3a TOKIIaIBaHe HA MHTPA- U CIIEAONIEPATUBHH KIIMHHYHU
CbOUTHS, CBBP3aHU ChC ChPACYHHUTE KJIAITHU ONEPAlMi/MHTEPBEHIIUN — CMBPTHOCT (mortality),
6onectHocT (morbidity) u mocneaunu ot 6onecTHu crOuTUs (consequences of morbid events).

Knioyosu Oymu: aopTHa CTEHO3a, AOPTHO KJIAMHO IPOTE3HUPAHE, NMPOTrHO3a, NMPOrHOCTUYHH
dakropu

Peychev, Yavor. Prognosis and prognostic factors in aortic valve replacement for aortic
stenosis. Varna: University Publishing House Medical University “Prof. Paraskev Stoyanov” —
Varna. Dissertation for doctoral degree. 2018. 199 p.

Summary

Calcific aortic valve stenosis (AoS) is a chronic disease with a progressive course.
Surgical aortic valve replacement (AVR) continues to be the method of choice in the treatment
of patients with AoS. Surgical AVR has the largest relative share among all valvular heart
operations in adults. The overall prognosis includes: (1) the expected duration of the disease,
(2) the factors determining disease development or the occurrence of a disease event, and (3) a
description of the course of the disease — gradual deterioration, intermittent crises or sudden,
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unpredictable crisis, including death. In the present work, the author discusses some aspects of
the prognosis and prognostic factors in patients with calcific AoS surgically treated with AVR.
The study was carried out at the Cardiac Surgery Clinic at “St. Marina” University Hospital —
Varna. The monitoring of the patients includes determining the clinical indications for AVR,
preoperative preparation, perioperative diagnosis, preoperative and postoperative treatment,
and postoperative follow-up. The postoperative surveillance of the 157 patients included in the
study lasted for 10 years in an outpatient setting. Statistical methods: (1) Descriptive statistics
(calculation and evaluation of indicators of relative proportion, central tendency and statistical
dispersion); (2) Parametric indicators for evaluating statistical hypotheses (Student-Fischer t-
test); (3) Comparing relative proportions (x>-test); (4) Kaplan-Meier survival analysis; (5)
Dependency analysis (correlation, point biserial correlation and Cox proportional-hazards
regression models). Dissertation tasks: (1) Analysis of all-cause mortality after AVR; (2)
Analysis and assessment of the survival function after AVR; (3) Study of the effects of some
demographic and anthropometric risk factors, cardiac comorbidity and non-cardiac comorbidity
on survival function after surgical AVR in patients with calcific AoS in the long term. The
clinical trial was conceived and designed as observational (cohort), prospective, and single-
centre. Inclusion and exclusion criteria were selected to eliminate the influence of ischemic
heart disease (IHD) and accompanying valvular heart disease on the short-term and long-term
prognosis after AVR in patients with isolated, haemodynamically significant AoS. Principal
conclusions: (1) Mortality after AVR in patients with AoS in the early postoperative period (up
to the 90-th postoperative day) is characterized by an early peak (during the first week of the
period). In about 70% of the cases, it is associated with the implanted valve prosthesis
(according to the definitions of the Society of Thoracic Surgeons [STS]) and in about 50% of
the cases is associated with excessive perioperative haemorrhage; (2) The analysis of mortality
in the late period after AVR (at 5-year follow-up), outlined three phases in the dynamics of
mortality — crescendo phase, relative stationary phase and recrudescence phase; (3) The
etiological spectrum of mortality in the late postoperative period has changed, compared to the
early postoperative period — a significantly lower proportion of haemorrhages (about 16%) and
a significantly smaller proportion of causes for death, associated with the implanted valve
prosthesis; (4) Preoperative atrial fibrillation in AoS patients was associated with significantly
poor survival after AVR in the late postoperative period (5-year Log-rank p=0.048; 8-year Log-
rank p=0.022). (5) A statistically significant difference was found between the curves of
mortality, respectively — survival, after AVR in patients with AoS, particularly for the
subgroups of patients with heart failure (HF) and preserved ejection fraction (EF), the cut-off
limit between which, in terms of EF, is 60% (not 40% or even not 50%!); (6) All patients who
died after surgical AVR for isolated AoS had HF with preserved EF during life, but in only
20% of them, cardiac decompensation was identified as the leading cause of death during the
5-year follow-up. In the remaining 80% of patients with HF and preserved EF who died, the
leading cause of death was another disease rather than cardiac decompensation; (7)
Concomitant arterial hypertension in patients with calcific valve AoS leads to significantly
worse outcomes in terms of long-term survival after surgical AVR (Log-rank p<0.001); (8)
Preoperative anaemia shows a statistically significant negative impact on survival after surgical
AVR in patients with calcific isolated AoS (Log-rank p<0.0001). Moreover, the anaemia
syndrome has an independent predictive value in terms of survival in this category of patients;
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(9) The analysis of postoperative comorbidity with a high risk of fatal outcome in surgically
treated patients with isolated AoS shows that thrombosis and haemorrhage — as two sides of a
single vascular and thrombotic continuum, with a close intertwining of pro- and anticoagulant
interactions, are related to lethal exit in about half (n=12; 48%) of all 25 cases of death. Original
contributions: (1) For the first time in our country, a study on the prognosis of patients with
calcific AoS after surgical AVR was conducted, and the prospective follow-up of the operated
patients lasted for 10 years; (2) The analysis and interpretation of the clinical data are made on
a “pure” from hemodynamic and clinical point of view, model. The design of this model was
carried out employing a specific selection of inclusion and exclusion criteria, eliminating as
much as possible the influence of IHD and the accompanying valvular heart pathology on the
short-term and long-term prognosis after surgical AVR in patients with calcific isolated AoS;
(3) The analysis of the principal causes of death after surgical AVR performed for pure AoS
provides grounds for redefining the concept of “principal cause of death” (which is convenient
for analysis and documentation of terminal events, “post factum”) with the introduction of the
term “postoperative comorbidity with a high risk of fatal outcome” (that will enable diagnosis,
treatment, risk stratification and prevention before the occurrence of a terminal event, “ante
factum”); (4) The analysis of the causes of death after AVR, during the intermediate
postoperative period, provides grounds for a “pilot” change in the postoperative follow-up
protocol with the introduction of additional control examinations at the 1-st, 3-rd and 6-th
months after AVR, instead of the current routine two examinations within just the first month
after AVR. Confirmatory contributions: Specific categories and associated nosologic units
formulated in the current STS guidelines for reporting intra- and postoperative clinical events
related to heart valve operations/interventions — “mortality”, “morbidity” and “consequences
of morbid events”, have been introduced into clinical practice.

Key words: aortic stenosis, aortic valve replacement, prognosis, prognostic factors

IHloxazamen I'7. Ilybnukayuu u 0oknaou, nyo1uKyeanu 6 HAyUHU U30anus, pegepupanu u
UHOEKCUpanu 6 ceemosnouszeecmuu 6azu oanhu ¢ nayuna ungpopmayus (\Web of Science u
Scopus)

I'7.1. Peychev YD, Sirakova VN. Electrocardiographic Variables During Recovery After Six-
minute Walk Test in Patients with Chronic Heart Failure and Sinus Rhythm. Circulation.
2004;110(17):A2242,111-475.

Summary

Background: The delayed decrease of heart rate (HR) and the increased ventricular
ectopic activity (VPBs) during recovery after exercise stress test, probably result from an
inadequate reactivation of vagal tone and predict an increased risk of death. The patients with
heart failure (HF) have been systematically excluded from relevant studies. Objective: Since
HF is a condition with a prominent autonomic imbalance, we stated the hypothesis, that some
recovery phase ECG parameters, could have any potential role in the clinical assessment and
surveillance of patients with HF and sinus rhythm (SR). Methods: Thirty four patients, 66+10
years old, 82% males, all with HF and SR, NYHA class II-1V, 47% with diabetes, were
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evaluated clinically and by echocardiography. All patients performed 6-minute walk test
(6WT), simultaneously with a Holter ECG. The walk distance (WD) was measured. The
chronotropic response (AHR) was defined as the increase of HR from baseline to peak HR
(PHR). Heart rate recovery time (HRRT) was the time for the decline of HR from peak to
baseline values. Severity of VPBs was graded upon Lown's classification. Results: The patients
were divided according to WD, with a cut-off point of 300 m: WD<300 m (group 1) and
WD>300 m (group 2) (Table). NYHA class was higher (3.1+0.3 vs 2.7+0.5, p<0.01) and
ejection fraction was lower (31£8% vs 37+6%, p<0.025) in group 1. Diabetic patients
dominated in group 1 (63% vs 33%, NS). Conclusions: We suggest that the impairment of
recovery phase parameters, depends on the severity of HF and may reflect an inadequate
reactivation of the parasympathetic tone. The worsening of the recovery phase indices in
patients with HF could be a clinical marker for an “exhaustion” of the neurohormonal
preconditioning, and this may have some therapeutic implications. The 6WT, in combination
with a Holter ECG monitoring, may be used in the assessment of the recovery phase in patients
with HF and SR.

Table. ECG variables during and after 6-minute walk test

ECG variable Group 1, n=16 Group 2, n=18 p
PHR (bpm) 93.1+12.3 95.7+16.1 NS
AHR (bpm) 13.6+5.7 19.0+8.7 <0.05
HRRT (min) 6.2+4.0 2.9+1.5 <0.01
VPBs class I11-V during 6WT 2 (12.5%) 2 (11.1%) NS
VPB:s class I11-V during recovery 7 (43.8%) 2 (11.1%) <0.045

Key words: heart rate recovery, heart failure, six-minute walk test, Holter ECG

IeitueB 5, CupakoBa B. Enekrpoxapauorpagcku mpoMEHIMBH IO BpeMe Ha (ha3ara Ha
BB3CTAaHOBSIBAHE CJIE]] LIECTMUHYTEH TECT C XOJEHE INpH IMAalUEeHTH C XPOHUYHA ChpACYHA
HE0CTaThbuHOCT U cuHycoB puthbM. Circulation. 2004;110(17):A2242,111-475.

Pe3rome

IIpeonocmasku: 3a0aBEeHOTO BB3CTAHOBSIBAaHE Ha cbpaeyHaTa dyectota (CY) u
noBuIeHuAT kamepeH ekronu3bM (KEC) mo Bpeme Ha Bb3CTaHOBSIBAHETO CIIE] CTPEC TECT C
¢u3nuecko HaTOBapBaHE, BEPOATHO ca IMOCJenuIa OT HeaJeKBAaTHOTO pPEaKTUBUpPAaHE Ha
BaryCoBUsl TOHYC, M IPEJCKa3BaT IOBUIIEH DPHUCK OT CMBPT. bomHuTE cBC ChpAeuHa
HenoctaTbuHOCT (CH) cucremMHO ca OMIIM M3KIIIOYBAaHM OT MPOYYBAHMS, TPETUPALIH TO3U
npobnem. [len: Jloxonkoto CH e cunapom, 3a KOMTO € XapakTepeH HM3pa3eH BereTaThBEH
nucbanaHc, HUe JaHcupaxMme xumote3aTa, 4ye Hskou EKI' mokasarenu ot ¢aszara Ha
BBH3CTAHOBSIBAHETO OMXa MOTJIH J1a OBbAAT MOJIE3HU MIPH KIIMHUYHATA OLEHKA U ITPOCIIE/IIBAHETO
Ha 6omuuTe ch¢ CH u cunycoB putem (CP). Memoou: Tpuaecer u yetupu 60JIHU, HA BB3PACT
66+10 rogunau, 82% mbxe, Bcuuku cbe CH u cunycos putbm, NYHA kinac 11-1V, 47% cbe
3axapeH auaber (3/I), Osixa olleHEHM KIMHUYHO U exokapauorpadcku. Beuuku OGomHU
npoBenoxa 6-mMuHyTeH TecT ¢ xoaeHe (6TX) eqnoBpemenno ¢ Xontep EKI'. M3mepBano Germe
u3MuHatoTo pascrosiaue (MP). Xponorpomuusar orroop (ACY) Oeme aeduHupan, KaTo
HapactBaHe Ha CY ot wusxomHata crodHocT go mnukoara CU (IICH). Bpemero 3a



BB3cTraHoBsiBane Ha CY (BBCY) e Bpemerto 3a 3abaBsHe Ha CY no usxomHaTa. Texxecrra Ha
KEC ompenensixme ¢ knacudukanuara Ha Lown. Pezyrimamu. bonaute 0sxa pasnpeneneHu
cnopen 1P, na 6a3zara Ha pa3nenna qucranius 300 merpa: UP<300 m (rpymna 1) u UP>300 m
(rpyna 2) (Tabnuma). ®ynkmumonanauar kiaac mo NYHA 6emre mo-pucok (3.14+0.3 vs 2.7+0.5,
p<0.01) u dpaxusTa Ha u3TIackBane Oemie mo-uucka (31+8% vs 37£6%, p<0.025) B rpyna 1.
bonuure cbhe 311 nomunupaxa B rpymna 1 (63% vs 33%, NS). 3axniouenus: Hue npeamnonarame,
ye BJIOLIABAHETO Ha MOKa3aTenuTe Ha (a3ara Ha Bh3CTAaHOBSIBaHE 3aBHCH OT TexecTtra Ha CH
u OM MOIJio Ja OTpa3siBa HEAJACKBAaTHOTO PEaKTHUBUpPAHE HA IapacCUMIIATHKOBUS TOHYC.
BrnomaBanero Ha moka3zarenure Ha (pazara Ha Bb3cTaHOBsBaHE pu OonHute cbe CH Moxke na
ce OKaXe KIMHUYEH Mapkep 3a  “U34eplBaHEeT0” Ha  HEBPOXOPMOHAIHOTO
NPEKOHIUIIMOHUPAHE, M TOBa OM MOIJIO Ja MMa HAKOW TepaneBTHYHHU npuioxenus. llecr-
MUHYTHHUAT TeCT ¢ XoJieHe B koMOuHauus ¢ Xonarep EKI' monuTopupane, 6u Morsi aa ob1e
M3IOJI3BaH 32 OlleHKa Ha ¢a3zara Ha Bb3cTaHOBsBaHe 1pu OonHute cbe CH u CP.

Ta6auna. EKI" npoMenuBH 110 Bpeme U cJie[l 6-MUHYTEH TecT ¢ X0/AeHe

EKT npomennuea I'pyna 1, n=16 Ipyna 2, n=18 p
I1CY (ynapa/muH.) 93.1+12.3 95.7+16.1 NS
ACY (ymapa/muH.) 13.6+5.7 19.0+8.7 <0.05
BBCHY (muH.) 6.2+4.0 2.9+1.5 <0.01
KEC kunac I11-V no Bpeme Ha 6TX 2 (12.5%) 2 (11.1%) NS
KEC xnac I11-V o Bpeme Ha Bb3CTaHOBSIBAHE 7 (43.8%) 2 (11.1%) <0.045

Kniouoéu Oymu: BB3CTAaHOBSBAaHE Ha CbpAEYHATa 4YECTOTA, CBHPAEYHA HENOCTaTBYHOCT,
LIECTMUHYTEH TeCT ¢ xoneHe, Xonrep EKT

I'7.2. Peychev YD. Coexistent Arterial Hypertension In Patients With Severe Isolated Calcific
Aortic Stenosis Is Associated With Worse Long-term Survival After Surgical Aortic Valve
Replacement. Circulation. 2019;140(Suppl 1):A17091.

Summary

Introduction: The impact of coexistent arterial hypertension (AH) on long-term survival
of patients with calcific aortic stenosis (AoS), who underwent successful surgical aortic valve
replacement (SAVR), is not completely understood. Hypothesis: The long-term prognosis after
successful SAVR in patients with severe AoS and coexistent AH may be influenced negatively
by the persistence of a residual, increased, systemic vascular afterload. Objective: To
investigate the influence of coexistent AH on long-term survival after SAVR in patients with
severe calcific AoS. Methods: One hundred fifty seven patients with isolated, calcific, severe
A0S, 85 (54.1%) males, 65.9£8.4 years old, body mass index 28.5+5.6 kg/m?, underwent
primary SAVR. Clinically manifested postoperative hypertension is introduced as a surrogate
marker for a coexistent AH with a cut-off limit of 105mmHg for the mean arterial pressure
(MAP). All 157 patients are divided into 2 subgroups — MAP >105mmHg (n=25) and MAP
<105mmHg (n=132). The main outcome is all-cause mortality. The follow-up continued 8
years. The survival function for both groups is estimated by the method of Kaplan-Meier.
Statistical significance is determined by the Log-rank test along with the alternative tests of
Breslow and Tarone-Ware. Results: The Kaplan-Meier analysis demonstrates significantly



worse 8-year survival after SAVR in the subgroup of patients with MAP >105mmHg
(considered to have coexistent AH), as opposed to patients with MAP <105mmHg (without
coexistent AH) (Log-rank, p <0.001) (Figure). Conclusions: Patients with severe calcific AoS
and coexistent AH represent a specific high-risk population, inclined to worse long-term
survival after SAVR, as opposed to patients without coexistent AH. The diagnostic approach
and therapeutic management for patients with calcific AoS should be focused on prompt and
astute recognition, close surveillance and effective pharmacological treatment of the coexistent
AH.
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Ieiiues S. IIpunpy:xaBamara aprepuaniHa XAINEPTOHUSA IIPU MALMEHTH C U30JIMPAHA, TEKKA
KauUKaMOHHA a0pTHA CTCHO3a € CBbp3aHa IO-JIOMIA IBITOCPOYHA MPESIKUBIEMOCT CIIE]
XHPYPru4HO aopTHO KiianHo nmpore3upane. Circulation. 2019;140(Suppl 1):A17091.

Pe3rome

Bweedenue: BrnusHuero Ha npuiapyXkapaiara aptepuainHa xuneptoHus (AX) Bbpxy
JBITOCPOYHATA MPEKUBIEMOCT Ha MAallUEHTUTE C KaluudukannoHHa aopTHa cteHo3a (AoC),
[P KOUTO € HalpaBeHO YCIEIIHO XUPYPrHuHO aopTHO KianmHo npote3upane (AoKII), He e
HaITbJIHO MPOYYEHO. Xunomesa: JIbIrocpodnaTa nmporuosa ciiesi ycrnemso xupypruaao AoKII
npu mnauueHtute ¢ Texxkka AoC u mpuiapyxaBama AX Moxe aa ObAe MNOBIUSHA
HEOJArOMpUsITHO OT MEPCUTHUPAHETO HA PE3UyajieH, YBEJIWYEH CHCTEMEH ChJ0B HAcCpelIeH
toBap. [len: la ce w3cnenBa BIMSHHETO Ha mpuapyxaBamata AX BbpPXY ABITOCpOYHATA
npexxuBseMocT ciesl xupypruuHo AoKII mpu nanmeHT ¢ BUCOKOCTETEHHA KanupUKaIlMoHHa
AoC. Memoou: Ilpu cTo netaeceT u ceieM MalueHTH C U30JIMPaHa, TEXKA, KaIIU(PUKAIIHOHHA
AoC, 6e3 koponapHa OosecT Ha chpueTo, 85 (54.1%) ot kouTo ca MBxKe, Ha Bb3pacT 65.9+8.4
TOJIMHM, C MHJEKC Ha TelecHaTa Maca 28.5+5.6 kg/m?, e u3BbpIIEHO MHPBUYHO XHPYPIUYHO
AoKII. KnuHnuHO W3siBEHaTa IMOCTONEpAaTHBHA XHUIIEPTOHHUS € BBBEAECHAa KaTO CyporaTeH
MapKep 3a HaJM4YHeTo Ha mpuapyxasama AX mpu pasaenutenHa rpanuia (cut-off limit) 3a
CTOWHOCTTa Ha cpeAHoTo apTepuanHo Hansrane (CpAH) 105 mm Hg. Beuuku 157 mauuentu
ca paznenenu Ha ase noArpynu — CpAH >105 mm Hg (n=25) u CpAH <105 mm Hg (n=132).
['maBHOTO CBHOWTHE, KOETO MpEACTaBIsiBa OOEKT Ha KIMHUYHO HAONIOJCHHWE € ofImara
cMBbpTHOCT. [IpociensiBaneTo Ha oNepUpaHUTe MALMEHTH NPOABIDKY 8 roauHu. DyHKIMATA HA
NPEXHUBSIEMOCT NPH MallMEHTUTE OT JIBETe IPYIH € OlleHeHa mocpeacTBoOM MeTtoaa Ha Kaplan-
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Meier. CTaTucTHuecKa JIOCTOBEPHOCT Ha PAa3JIMKUTE B MPEKUBIEMOCTTA MPH MAIIHEHTUTE OT
nBeTe rpynu ce Tepeenie ¢ Log-rank tect, KakTo U ¢ adTepHaTUBHUTE TecToBE Ha Breslow u
Tarone-Ware. Pezyimamu: AnHanu3bT Ha mnpexuBseMoctta 1o Kaplan-Meier mokaspa
CTaTHUCTUYECKU JIOCTOBEPHO TMoO-jioma mpexuBsieMocT cien xupyprudHo AoKII mnpu
noarpynara ot mnamueHTH c¢b¢ CpAH >105 mm Hg (3a kouto ce mpuema, 4e uMaT
npuapyxasamia AX), B cpapHeHue ¢ narueHTute cb¢ CpAH <105 mm Hg (6e3 npuapyxasaiia
AX) (Log-rank p<0.001) (®urypa). 3axarouenue: INanuenture ¢ Kannudukanmonna AoC u
npuapysxasama AX npejacraBisBar crenu(uyHa, BUCOKOPHCKOBA MOMYJIAHs ChC CKIIOHHOCT
KbM IIO-JIOLIa JBIArOCpOYHa IpekuBsieMocT cien xupypruuHo AoKII, B cpaBHeHue ¢
narnuenTuTe 6e3 npuapyxkasama AX. /IMarHOCTUYHUAT MOIXOA U TEPANIEBTHYHOTO MOBEICHHE
npu nanueHture ¢ KanuupukammonHa AoC crneaBa ga ce (OKycupar BBPXY TOYHO
pa3no3HaBaHe, BHHMATEJIHO HAOMIOJeHHE W ePEeKTHUBHO (HapMaKOJIOTUYHO JIEYCHHE Ha
npuapyxkasamara AX.
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Knouoeu Oymu: aprepuanHa XMIIEPTOHHS, aOpPTHA CTEHO3a, aOPTHO KJAIIHO MIpPOTE3UpaHe,
JBJITOCPOYHA MPEKUBIEMOCT

Iloxkazamen I'S. Ilyoaukayuu u O0oknaou, nyoIukyeanu 6 Hepegepupanu cnucanus c
HAY4HO peyen3upane uiu nyoauKy8anu ¢ peOaKmupanu Koa1eKmueHu momoee

I'8.1. Cupakosa B, IleiiueB 51, AurenoB A. JleueHue Ha peICHPIHO MBKJIEHE C TPOHaeHOH.
Cobpue-bsia qpo6. 1995;1(1):35-39.

Pe3rome

[IponadeHoH e cpaBHUTENTHO HOBO HIUPOKOCHEKTHPHO aHTHAPUTMUYHO CPEACTBO OT
kiac [C. CpiieBpeMeHHO TOM MpUTekaBa 0eTadokupail epekT u ciiad OJoKuparl KaallueBUTe
KaHa edexT. MHOTOOpOWHM HECPaBHUTEIIHHM, KaKTO W IIanedo- W MeIMKaMEHTO3HO-
KOHTPOJIMPAHU TPOYYBAHUS OT MOCIEAHUTE 6 TOJWHU J0Ka3axa HeroBata e)eKTUBHOCT MPH
JICYEeHUE Ha TIPEJICHPIHOTO MBXKACHE. [IpH peIchpIHO MBK/ICHE ¢ MaJIKa TABHOCT BEHO3HOTO
W/WIA TIEpOPaITHO TPIIIOKEHHWE Ha MporadeHOH OCUTYpsiBa BH3CTAHOBSBAHE HA CHHYCOBHS
PUTBM TPU 3HAYUTETICH MPOICHT OT OONHUTE. Bbp3uAT edekT u jaodpaTta MOHOCHMOCT Ha
mpernapara ro mpaBsT MOAX0IAI] 32 aMOynaTopHo mpuioxkenue. [IponadeHoH e mokaszan npu



Wolff-Parkinson-White cuaapomM, yCIOXHEH ¢ TpPEACHPAHO MBXICHE. BB3MOXHO €
0eTalIIOKMPAIlOTO CBOWCTBO Ha Mperapara Jja HaMaisiBa HeroBaTa IpoapuTMHYHA aKTHBHOCT.

Kntouosu oymu: ipeachpiHO MbXAeHE, TponadeHOH

Sirakova V, Pejtschev J, Angelov A. Treatment of atrial fibrillation with propafenone. Crpue-
Bsin apo6. 1995;1(1):35-39.

Summary

Propafenone is a relatively new broad spectrum antiarrhythmic drug from class IC. It
also has a beta-adrenoreceptor antagonist and a weak calcium antagonist activity. Multiple non-
comparative as well as placebo- and drug-controlled studies during the last 6 years have
confirmed its efficacy in the treatment of atrial fibrillation. In case of recent-onset atrial
fibrillation, conversion to sinus rhythm could be achieved in a greater part of the patients, by
intravenous and/or oral application of propafenone. Because of its rapid in onset effect and good
tolerability propafenone is appropriated for ambulatory treatment. Propafenone is indicated also
in patients with Wolff-Parkinson-White syndrome, complicated with atrial fibrillation.
Probably the beta-blocking properties of the drug attenuate its proarrhythmic activity.

Key words: atrial fibrillation, propafenone

I'8.2. IlenkoB H, IeiiueB 5. Jleuenue Ha ocTpusi MUOKap/eH WHPAPKT ¢ GUOPUHOIUTHIIH.
Cobpue-bsa Ipo6. 1995;1(2):6-12.

Pe3rome

basupaiiku ce Ha aHrHOrpad)CKM W MATOMOP(OJOTUIHH MPOMEHH B KOPOHAPHUTE
ChJIOBE — HaJIMUUE Ha ,,HecTaOMIIHA IUIaka" MpU OCThP MUOKapAeH MH(papKT, ce 000CHOBaBa
HEO0OXOAMMOCTTA OT JieueHue ¢ GUOPUHOMUTHUIM. Pasriexnar ce BCHYKH rojieMd ChBPEMEHHU
KIIMHUYHA W3CJICIBAHUS ¢ GPUOPUHOIMTUIHA CPEACTBA U C€ MPaBU M3BOJI, Y€ CTPENTOKUHA3A,
t-PA u APSAC ca ennakBo eheKTUBHH 110 OTHOIIIEHUE HaMallsiBaHEe Ha JIETAIUTETa, ako ObJIaT
MPUIIOKEHHU 70 6-UsI Yac OT HaYaJloTO Ha CUMITOMUTE, BBIIPEKH Ue ca MOJIE3HU U MEXIYy 6-us
u 24-us yac. [Tonzata oT TPOMOOIUTHUIIM € CUTYpHA MPH JIEYeHHE Ha MUOKapJeH UH(APKT ¢
mpelHa U J0JIHA JIOKAU3allus, TP MbXKE U JKeHHU, KaKTO U MPH BB3PACTHU HAA 75 TOIUHHU.
XeMoparunuHuTe MO3bYHU UHCYJITH Ca C JJOCTOBEPHO MO-TOJIsIMa YeCTOTa MpH JIeKyBaHu ¢ t-PA
u APSAC. Anepruynure ycnoxkHeHus, 00paTHo, ca mo-majko npu jedenue ¢ t-PA. [lenata Ha
CTpPENTOKMHA3aTa € Hal-HUCKAa. 3a TPaKTUYECKH I1IeJM C€ TMPEenopbhbyBa JIEUEHHUE ChC
CTPENTOKWHA3a, a TPH HAIMYKE Ha MPOTHUBOMOKA3aHUsI (aJIeprusi) — MEIUKaMEeHT Ha U300p e t-
PA.

Kniouosu oymu: muokapaeH nHQapkT, HecTaOuiHa 1miaka, GuOpuHOIU3a, CTPENTOKMHA3A

Penkov N, Pejtschev J. Treatment of acute myocardial infarction with fibrinolytic drugs.
Copue-bsia JIpo6. 1995;1(2):6-12.

Summary

The need for treatment with fibrinolytic agents finds its grounds in some angiographic
and pathomorphological evidence for alterations in the coronary arteries - the existence of an
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unstable plaque in the state of acute myocardial infarction. All the contemporary major clinical
trials, investigating the problems of fibrinolysis, are being considered. With regards to reduction
of mortality, streptokinase, t-PA and APSAC are equally effective if used up to the 6-th hour
after the onset of symptoms, and they still have been found to be useful if the treatment was
initiated between the 6-th and 24-th hours. The positive effect of fibrinolytic treatment, is
undoubtlul in patients with anterior or inferior myocardial infarction, in males and females, as
well as in elderly (>75 years). It is found that the incidence of cerebral haemorrhages is
significantly higher in patients treated with t-PA or APSAC. On the contrary, fewer allergic
reactions have been observed during treatment with t-PA. Spreptokinase has the lowest price.
Streptokinase is recommended for current use in clinical practice, while in case of
contraindications (allergic reactions), t-PA is the drug of choice.

Keywords: myocardial infarction, unstable plaque, fibrinolysis, streptokinase

I'8.3. Ilenkor H, IleiiueB 1. TpomOonuTHYHO JeYeHHE NPU OOJHH OT OCTHP MHOKApJCH
uH(apKT — HOBOoCTH U niepcriekTir. Chpue-bsia Ipo6. 1997;3(1-2):39-43.

Pe3rome

['maBHaTa 1en Ha TpoMOOJUTUYHATA TEpalusl € paHHa, I'bJIHA U TpaliHa MUOKap/Ha
peniepdy3ust Ha wuHpapKTHaTa KopoHapHa aptepus. [IpeneHkara Ha CBOEBPEMEHHOTO
TPOMOOJINTUYHO JICUEHHE COYM, Y€ NpUIaraHuTe A0 Ccera CXeMH ¢ IUIa3MHHOTE€HOBU
AaKTHUBATOPHU HE J1aBaT 3aJ0BOJUTENHU pe3yaTaTy. [lo nanuu Ha npoyuBaneto GUSTO, panna
U IbiiHa peniepdysust Ha 90-Ta MUHYTa OT Ha4aJl0TO HA JICUEHHETO Ce JI0Ka3Ba aHruorpadcku
caMmo Mpu NoJoBUHATa OT 6oiHMTe. [IpHunHa 3a ToBa ca OT €lHa CTpaHa ChCTaBbT Ha TPOMOA,
KOMTO € 6orat Ha TPOMOOIIUTH U OT Apyra — NPOTPOMOOTreHHUTE €PEKTH Ha TPOMOOIUTHUIIUTE.
UYecto ce HaOm0gaBaT peoKiIy3us, ,,AHTEPMUTHpAILAa TPOXOIUMOCT® U JIMIICa Ha KOpealus
MEXJly KOpOHAapHHUs KPbBOTOK M MHOKapAHata nepdysus. B mpaxTukaTa HaBInM3aT HOBU
TEparneBTUYHU CTPATEeTUH, BKIIOYBAIIM HOBU IIJJA3MUHOTEHOBH aKTHUBATOPU, JUPEKTHU
uHXuOuTOpu Ha TpoMOuHa M riauknporenH [Ib/Illa antaronuctu. 3a na ce mpemnopbua 3a
IpaKTHUKaTa NpUiIaraHeTo UM, € He0OX0IMMO Ja Ce MPOBEaT IPOYyUBAaHUS BbPXY I'OJIEMHU I'PYyNH
oT OonHU. M3X0XKIalky OT mosie3HuTe ePEeKTH M CTpaHUYHHUTE SBJICHMS, KaTo CPEJCTBO Ha
n300p 3a TpoMOOIM3a MpU OOJHUTE OT OCTHP MHOKapJeH MH(]APKT, 3a cera ce npenopbuBa
CTPENTOKMNHA3aTa.

Knrouosu oymu: octsp MUOKapAeH UHPAPKT, MHOKapIHA penepdy3us, TpoMOoIHn3a

Penkov N, Peichev Y. Thrombolytic treatment in patients with acute myocardial infarction —
new trends and perspectives. Copue-bsin Ipo6. 1997;3(1-2):39-43.

Summary

The principal goal of thrombolytic therapy is the achievement of early, complete and
sustained myocardial reperfusion. The assessment of contemporary status of the thrombolytic
therapy points out that the current therapeutic strategies, including plasminogen activators, give
suboptimal results. According to data from the GUSTO trial, early and complete reperfusion of
the infarct-related artery is proven by coronary angiography in only half of the patients. This is
attributable, on the one hand, to the underlying thrombus which is platelet-rich and, on the other
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hand, to the prothrombogenic effects of plasminogen activators. Reocclusion, “intermittent
patency” and lack of corellation between coronary blood flow and myocardial perfusion are
frequently found. New pharmacological strategies including novel plasminogen activators,
direct thrombin inhibitors and platelet glycoprotein Ilb/Illa antagonists are on their way to
clinical practice. These new approaches must undergo further evaluation in large-scale trials
before being recommended for the everyday practice. Comparing the beneficial and adverse
effects of currently available thrombolytic agents, we should recommend streptokinase as the
drug of choice for thrombolysis in patients with acute myocardial infarction.

Key words: acute myocardial infarction, coronary reperfusion, thrombolysis

I'8.4. ITenxoB H, IeiiueB 5. EnnoTren u ”HXUOUTOPHU HA aHTMOTEH3WH IPEBPBIIAIIMS SH3UM.
Copue-bsia Jpo6. 1997;3(4):127-134.

Pe3rome

EnporensT yuyacTBa B peryjiamnusTa Ha ChbpACYHOCHIOBATA CHCTEMAa MOCPEICTBOM
ABTaKOUJUTE, KOUTO MOIYJHPAT CHAOBUS TOHYC W TOBIHSABAT (DYHKIMUTE HA HSIKOU KPHBHU
KJIETKH, KaTO TPOMOOIIMTH ¥ MOHOIIUTH. EHTOTeTHATa AMCYHKIHS U OTTaM HebalaHCHpaHaTa
OPOAYKIMS Ha Te3U (aKTOpH, CIEAOBAaTEIHO, MOIaT Ja BIUSAT BbpPXY CHIOBHUS TOHYC U
CTPYKTYpa, KAKTO U BbpPXY (YHKIHATA HA HIKOM OT UUPKYJIHpAIIUTe KPbBHU KIETKH. Hskon
CBhpPJCYHOCH/IOBU JIEKAPCTBA, BEU€ M3IOJI3BAaHM B KIMHUYHATA MPAKTHKA, BIUAST BBPXY
OTpe/ieNieH! acleKTH Ha eHI0TeNIHaTa (PYyHKIMS M MOTaT J]a C€ OKa)KaT OT M0J13a M0 OTHOILICHUE
Ha CHJOBAaTa MPOTEKUMs U, CbOTBETHO — Ha MPEBEHIUATA HA CHPJACYHOCHIOBUTE OO0JIECTH.
Nuxuburopute Ha aHTHOTEH3UH NpeBpbiIanus eH3uM (AIIE) noaTuckar KakTo akTHUBUPAHETO
Ha aHTMOTEH3UH I, Taka M pasrpakaaHeTo Ha OpaJIMKUHUH. bpaluKMHUHBT ce 0oOpazyBa OT
SH/IOTEJTHUTE KJIIETKA B OTTOBOP Ha HampeuyHus cTpec (Shear Stress) Bbpxy chaoBara cTeHa U
CTUMyJHpa Tpoaykiuara Ha a3oreH okuc (NO) W mpoCcTanuKIMH TOCPEACTBOM Bo-
OpaIMKWHUHOBUTE pelenTopu. bpaiuKMHUHBT OKa3Ba HSAKOM €(EeKTH MO OTHOIIEHHE Ha
peruoHanHara XeMmoAuHaMmHKa. ToH NpOTEeKTUpa CEIEKTUBHO MHOKapAHaTa mnepdys3us B
cyOeHloKap/iHaTa 30Ha, KOATO € 0coOeHO paHuMMa npu ucxemus. Muxubutopure Ha AlIE,
CJIEIOBATEIHO, MOraT Ja NOTEHLMpAT KPbBOTOK-3aBHCHMATa Ba30AWJIaTallUs U JIOKAIHOTO
oOpaszyBane Ha NO u nmpoctauukinH. Pegynupanero Ha MUOKapHATa UCXEMUS, TOATHCKAHETO
Ha apUTMOTEHHOCTTA, HaMaJIIBAaHETO Ha perniepy3nOHHATa JIe3Us U NOJTHCKAHETO Ha pacTexa
u nponudepanusta Ha ¢GUOPOOIACTH U IVIAJAKOMYCKYJIHH KIETKH, Ca Cpel IOJEe3HUTE
OpanukuHUH-Menuupanu edexktu Ha nHxuOupanero Ha AIIE mo oTHolleHHWe Ha CHPUETO U
KPBHBOHOCHUTE ChOBE.

Knouosu ()yMu CHOOTCJI, a30TCH OKMHC, 6pa,[{I/IKI/IHI/IH, I/IHXI/I6I/ITOpI/I Ha QaHTUOTCH3HH
npeBpblIalusg CH3UM

Penkov N, Peichev Y. Endothelium and angiotensin converting enzyme inhibitors. Cbpue-
Bsia JIpo6. 1997;3(4):127-134.

Summary

The endothelium is an important regulator of the cardiovascular system by releasing
autacoids which modulate the vascular tone and the funciton of some circulating blood cells,
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such as platelets and monocytes. Endothelial dysfunction, with an imbalanced production of
these factors, therefore, can profoundly affect vascular tone and structure as well as the function
of some circulating blood cells. Some cardiovascular drugs, already in clinical use, interfere
with certain aspects of endothelial function and may be useful in vessel protection and, hence,
in preventing the development of cardiovascular disease. Angiotensin converting enzyme
(ACE) inhibitors not only prevent the activation of angiotensin I, but also the breakdown of
bradykinin. Bradykinin is released by endothelial cells, possibly in response to shear stress and
stimulates nitric oxide (NO) and prostacyclin production in the endothelium via B2-bradykinin
receptors. Bradykinin has some regional haemodynamic effects. It protects preferentially
subendocardial perfusion in the myocardium, a region particularly vulnerable to ischaemia.
ACE inhibitors, therefore, may increase the flow-dependent vasodilatation and the local
synthesis of NO and prostacyclin. Reduction in myocardial ischaemia, arrhythmogenicity,
reperfusion injury and fibroblast and smooth muscle cell growth and proliferation, are some of
the beneficial bradykinin-mediated effects of ACE inhibition on the heart and blood vessels.

Key words: endothelium, nitric oxide, bradykinin, angiotensin converting enzyme inhibitors.

I'8.5. IlenkoB H, IleiiueB 1. Hutparen Tonepanc. bbarapcka kapauosorusi. 1999;5(2):60-
68.

Pe3rome

®enomenbT Ha HUTpaTHUs Tosiepanc (HT) e ommcan 3a mbpBU IBT B MEIMLMHCKATA
auTeparypa oT Stewart, KoiTo myOnMKyBa HabmoaeHusTa cu npe3 1888 ronuna. IloBeuero
M3CIIEI0BATENN IIpUEMar, ye ciell 24 1o 48 4acoBO HEMPEKBbCHATO MPHIOKEHUE HA HUTPATH,
HAcThlIBa YCTOMYMBO OTCia0BaHE HAa CHCTEMHHMsI XWUIIOTEH3UBEH €(eKT, OTroBopa Ha
ChpJIeYHAaTa 4ecToTa (TaXuKapAusaTa), MHTpPAKapAUAJIHUTE U MyJIMOHAIHU MPECOPHU €PEKTH,
BEHO3HUTE KallallMTUBHU IPOMEHU U KOpOHApHUTE BazoiwiaTaTopHu edektu. Cuuta ce, ue
YYBCTBUTEJIHOCTTA KbM HUTPATH C€ Bb300HOBsIBA /10 48 yaca ciief] NpeKbCBaHE HAa HUTpaTHATa
Tepanus. HUTpaTHUAT TonepaHC 4ecTo MOXe Jla Ce pa3BUE€ MpU H3MOJ3BaHE HAa HUTPATH C
IPOABIDKUTENHO JieiicTBUE U € 0e3 KIMHUYHA 3HaYMMOCT MpPHU H3I0JI3BaHE Ha MpernapaTtd
KpaTkoTpaiiHo aeiicrsue. Pazsurue Ha HT ce oyakBa B cirydanTe, KOraTo ce U3MO0JI3Bar T. Hap.
,IIPOTOJICPAHTHH * 1030BH pexkumu: (1) ronemMu ACHOHOIIHH 03H; (2) eyeOHU CXeMH, MPU
KOUTO JCHOHOIIHATA 1032 HA HUTPATHTE € pa3/ieliecHa Ha MHOTOKpaTtHU mpuemu; (3)
M3MO0JI3BaHE HA CUCTEMH 3a yIBHKEHO OCBOOOK/IaBaHEe HAa HUTPATHHS Tipenapar; (4) iaurmca Ha
cBOOOJIEH OT HUTpAT UHTEpBaI B JeHOHOIIMETO. [IpeacTaBeHa e Kiacuueckara KOHLEIUS 3a
Bb3HUKBaHe Ha HT ¢ pokyc BbpXy HUTpOBa3oAMIaTATOP-MEIUUPAHOTO aKTUBUPAHE HA €H3UMA
ryaHusaTuukiasa. M3mnoxeHu ca u HIKOM ChbBpEMEHHHU Teopuu 3a marorenezara Ha HT, B kouto
ce nuckytupart: (1) poisita Ha CBOOOHUTE KHCIOPOIHH PAAUKAINA U OKCHIATUBHUS CTPEC 1 (2)
AKTUBUPAHETO HAa KOHTPAPETYJIaTOPHUTE HEBPOXOPMOHU — HOPAJpEeHANUH U aHruoreH3uH ll.
JlaneHu ca HSKOM TPENOPHKU OTHOCHO JIGYEHHETO C HUTpaTH, ¢ orien m3dsrane Ha HT. Haii-
JNOOpUSAT HAUMH J]a ce MpeAoTBpaTH Bb3MoxHocTTa 3a HT e na ce n30sarear ,,ipoTojepaHTHUTE
J030BH pekuMu. M30darBaHeTo Ha TO3M HexelaH e(eKT MoXke Ja ce IOCTHUTHE upe3
OCHUTYpsIBaHE Ha MHTEpBaJI CBOOO/IEH OT HUTPAT (OOMKHOBEHO B Ta3M 4YacT Ha JIEHOHOUIUETO,
KoraTo OOJIHUST HE € aKTUBEH). HuTpaTtute ¢ yabmKeHO JeHCTBUE Cie/IBa /1a c€ Ha3HayaBaT
€THOKpaTHO (CyTpWH) WJIHM JIBYKPAaTHO B JEHOHOMMETO (CyTpuH U 00sm). [la ce 3amouBa c
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MaJKM JI034, a HPOJBDKUTEIHOTO JICYCHHE Ja Ce MPOBEKIA C Haif-MaaKara MaKCHMAITHO
edexTrBHa 103a. KOMOMHUPAHETO HA HUTPATHTE C YIBJDKEHO ICHCTBHUE C IPYTH MEAMKAMEHTH
— HHXHOUTOPHU HA AaHTHOTEH3WH MPEBPBIIAIIKS CH3UM, aHTHOKCHAAHTH (BUTaMKuH C M BATAMHH
E) win Manku 1031 Xuapajia3uH, HaMallsiBa BEposTHOCTTa OT pasButue Ha HT. O6¢hxma ce
BB3MOJKHATA POJIs Ha ToHOpHTe Ha cyndxuapuanu rpymnu (N-acetylcysteine u L-methionine) u
Ha aHTarOHMCTHTE Ha MpoTerH kuHasza C 3a HamansBane Ha HT.

Kniouosu Oymu: HUTpaTH, HUTPATEH TOJIEPAHC
Penkov N, Peichev Y. Nitrate tolerance. Brarapcka kapaunoJorus. 1999;5(2):60-68.
Summary

The phenomenon of nitrate tolerance (NT) is appreciated and described for the first time
in medical literature by Stewart, who published his observations in 1888. Most of the
investigators consider, that 24 to 48 hours exposure to continuous treatment with nitrates is
followed by a sustained attenuation of the systemic hypotensive effect, heart rate response
(tachycardia), intracardiac and pulmonary pressure effects, venous capacitance changes and
coronary vasodilator responses. It is also considered, that the sensitivity to nitrates is restored
up to 48 hours after discontinuation of nitrate therapy. Nitrate tolerance has often been
documented for most nitrate preparations with prolonged pharmacological effect. It does not
have any clinical significance when short-acting nitrate medication is given. Development of
NT should be expected whenever any “protolerant” dose regimen is administered — large
cumulative 24-hour dose, multiple intakes, systems with extended and sustained release of the
nitrate agent, absence of “free from nitrate” interval throughout the 24-hour period. The classic
concept for the development of NT, focused on the nitrovasodilator-mediated activation of the
enzyme Guanylate cyclase, is presented. Along with that, some novel contemporary theories
for the pathogenesis of NT are discussed in brief — (1) the role of the free oxygen radicals and
the oxidative stress and (2) the process of activation of counterregulatory neurohormones —
norepinephrine and angiotensin Il. Some recommendations for nitrate treatment in view of
preventing NT are formulated. The best strategy for prevention of NT is to avoid any
“protolerant” dose regimen when nitrates are administered. One should provide a “free from
nitrate” interval throughout the 24-hour period — usually during that part of the day-and-night
period when the patient is not active. Nitrate drugs with prolonged action should be prescribed
once a day (morning) or twice a day (morning and noon). The treatment should be started with
a low dose and titrated up to the least, but maximum effective dose. The combination of nitrate
medication with inhibitors of the angiotensin converting enzyme, antioxidant drugs (Vitamin C
and Vitamin E) or Hydralazine in low dose, reduces the probability for development of NT.
The possible role of sulfhydryl groups (SH) donors (N-acetylcysteine u L-methionine) and
protein kinase C antagonists, for attenuation of NT is discussed.

Key words: nitrates, nitrate tolerance
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I'8.6. Sirakova V, Peichev Y, Penkov N. Is there a link between short-lasting transient
myocardial ischemia and ventricular late potentials on the signal-averaged electrocardiogram?
In: Preda I, ed. Electrocardiology’98. Proceedings of the XXV International Congress on
Electrocardiology. Singapore: World Scientific Publishing Co. Pte. Ltd.; 1999:282-285.
ISBN 981-02-3670-0

Summary

Aim of the study: The purpose of our study is to find out whether there is any link
existing between transient myocardial ischemia (TMI) and ventricular late potentials (LP) in
patients with ischemic heart disease (IHD). Methods: Twenty six males, all with IHD, 55+9
years old, 22 with recent myocardial infarction (Ml), 2 with previous MI and 2 with angina
pectoris, underwent serial recordings of signal-averaged electrocardiogram (SAECG) before,
during and after dipyridamole infusion (DI). Filtered QRS duration (QRSd), duration of low
amplitude signals under 40 uV (LAS40) and root mean square voltage of the terminal 40 ms
(RMSyo) of the filtered QRS were determined. Late potentials were considered present if QRSd
>114 ms and/or RMS4 <20 pV and/or LAS40 >38 ms. Results: Twenty one patients (group 1)
developed TMI during DI, whereas 5 patients (group 2) did not. The average values of QRSd,
RMS40, LAS40 and noise level (uV) did not change significantly before, during and after DI in
either group. In group 1, RMS4o decreased to abnormal value in only 2 patients. This did not
occur in any patient from group 2. Conclusions: Our data show that short-lasting TMI does not
provoke significant changes on SAECG parameters. May be the duration and/or the severity of
TMI is not sufficient to produce significant myocardial conduction changes displayed as LP on
SAECG. The electrophysiologic abnormalities ensuing from TMI in patients with IHD could
differ from those responsible for the chronic reentrant ventricular arrhythmias.

Key words: transient myocardial ischemia, ventricular late potentials, dipyridamole

CupakoBa B, IleiiueB $I, IlenxkoB H. VMima nu Bpb3ka Mexay KpaTKoTpailHaTa IMpexojHa
MHOKapaHa HCXEMUS u KBbCHUTC KaMCpPHU IIOTCHIINaJIn oT CUrHajI-yCpe€aHcHaTa
enektpokapauorpama? In: Preda I, ed. Electrocardiology’98. Proceedings of the XXV
International Congress on Electrocardiology. Singapore: World Scientific Publishing Co.
Pte. Ltd.; 1999:282-285. ISBN 981-02-3670-0

Pe3rome

L]en na npoyysanemo: llenta Ha ToBa IPOyYBAHE € Ja CE U3CJE/BA 1AM CHILECTBYBA
Bpb3Ka MEeXAy TpaH3uTopHaTta Muokapana ucxemus: (TMU) u kamepHUTE KbCHHU MOTEHLIUAIN
(KIT) nmpu manmentute ¢ ucxemuyna 6osect Ha cbpuetro (UBC). Memoou: W3cnensanu ca 26
nanuenTy ¢ UbC, Ha Bp3pact 55+9 roaunu, ot kouto 22 ca ¢ ocThp MUOKapaeH uadapkrt (MU),
2 ca ¢ xponndueH MU u 2 — ¢ anrnna nexropuc. [Ipu Bcekun nanueHT ce npaBuxa CEpuiHU 3alMCH
Ha curHan-ycpenneHa EKTT (CYEKT) npenu, mo Bpeme Ha, U ciell HHPY3UsI ¢ AUMAPHUIAMOIT
(UI). Ompenmensxa ce awmkuHata Ha ¢Guirpupanns QRS kommiaekc (QRSd) [ms],
BPEMETPACHETO Ha HUCKOAMILIUTYAHUS CUTHAN c¢bhc cTtorHOCT mon 40 uV (LASs) [Ms] u
CpeIHMs KOPEH KBaJpaTeH OT BOJITA)kKa Ha TepMUHANHUTE 40 MUIHCEKYHIU HA (PUATPUpAHHS
QRS kommuteke (RMSa40) [uV]. KbcHu nmorentmanu ce npuemaxa ako QRSd >114 ms w/unu
RMSs0 <20 pV w/mmun LASs >38 ms. Pezyamamu: Ilpu 21 ot maumenture (rpyma 1) ce
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unayuupa TMU no Bpeme na U/, a npu 5 ot nanuenture (rpymna 2) He ce€ UHIyLUpa TaKaBa.
Ycepennenute croitHoctd Ha QRSd, RMS40, LAS4 1 Ha HEBOTO Ha mym (UV), uaMepeHu
npenu, no Bpeme Ha u ciel M/I He ce paznuyaBaxa cTaTUCTUUECKH JOCTOBEPHO IIPU BCSIKA €1HA
ot rpynuTte. [lokazatenar RMS4 ce moHMX)U A0 MAaTONOTUYHU CTOMHOCTU MO Bpeme Ha U]
camo npu 2 ot nanueHture ot rpyna 1. [lonoOHo oTkIOHEHUE He € Ha0II0/1aBaHO MPU HUTO
€JIMH OT NalMEeHTUTE OT rpyna 2. 3axnrouenue: Hammre nanHu covar, 4e kparkorpaiinara TMU
HE IPOBOKHpA CHUTHHU(PUKAHTHH IMPOMEHU MO OTHomeHHe Ha mapamerputre Ha CYEKI.
BB3MokHO € BpemeTpaeHeTo u/nin Texxkectta Ha TMU na ca HegoCTaTh4HU 3a /1a IPeIn3BUKAT
3HAUYMMHU HApYILIEHUS B MHUOKAapJHOTO IPOBEXIaHE, KOUTO aa ce peructpupar karo KII Ha
CVYEKI'. Enexkrpodusnonoruunute npomeHu, cebp3ann ¢ TMU npu nmamumentute ¢ MBC,
BEPOATHO CE€ pa3jauyaBaT OT TE3H, KOUTO OTKJIHOYBAT KaMEPHUTE PUEHTPU APUTMHM IIPU
XPOHUYHHU CHPJCYHU 3a00JIIBAHUS.

Knwouosu Oymu: TpaH3UTOpHA MHUOKapIHA KCXEMUS, KaMEepHH KBbCHU TMOTEHIMAIIH,
JATUPUAAMOJT

I'8.7. Peychev Y, Sirakova V, Georgiev S, Pashkov L. Signal-averaged electrocardiogram and
QT interval dispersion analysis in young athletes. In: De Ambroggi L, ed. Electrocardiology
2000. Proceedings of the XXVII International Congress on Electrocardiology. Roma,
Italy: Casa Editrice Scientifica Internazionale; 2001:331-334. ISBN 88-86062-64-8

Summary

Background: The electrocardiogram (ECG) of highly trained athletes may show a
variety of changes that would be considered abnormal in an untrained person. Little is known
about these ECG alterations and their electrophysiologic nature. Aim of the study: To evaluate
the time domain parameters of the signal averaged ECG (SAECG) and the QT interval
dispersion (QTd) on the surface ECG in young athletes. Material and methods: Twenty five
apparently healthy males, Caucasian, 17.6+1.7 (14-22) years old, competitive sportsmen
(aerobic exercise), with systolic blood pressure (SBP) 122.6+13.4 (96-150) mm Hg, diastolic
blood pressure (DBP) 62.2+8.8 (50-82) mm Hg, body mass index (BMI) 21.8+1.9 (16.7-25.5)
and no evidence of electrolyte disturbances were recruited. Every individual underwent
SAECG. Filtered total QRS duration (QRSd), duration of low amplitude signals under 40 pV
(LAS40) and root mean square voltage of the last 40 ms (RMSao) were measured. Late potentials
(LP) were considered present if: (1) QRSd >114 ms and (2) either LAS40 >38 ms or RMS40 <20
uV. Twelve lead ECG at paper speed 50 mm/s and standard gaining was recorded for each
participant in the study. The analysis of T wave morphology and the measurement of QT interval
and QT dispersion (QTd) followed the standard recommendations. The corrected QT interval
(QTc) was calculated using Bazett's formula. The total QTc dispersion (TQTcd) and the
maximum adjacent QTc dispersion (MAQTcd) were determined along with the standard
definitions. The voltages of R in V5 (Rys), R in aVF (Ravr) and S in V1 (Swvi) were measured
and the sum Svi1+Rvs was calculated. Two-dimensional echocardiography was performed for
each individual and fractional shortening (FS) of the left ventricle and left ventricular mass
(LVM) were measured. LVM index (LVMi) was calculated for each subject using BMI values.
All individuals were divided into 2 subgroups according to LVMi values. Group 1 included 6
(24%) subjects with LVMi 119.5+8.9 g/m? while group 2 comprised 19 (76%) individuals with
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LVMi 82.1+12.2 g/m? (p<0.001). Student's unpaired t-test was used to compare the group
means. Results: No LP have been registered in neither subgroup. However, there is a trend for
aberration of all of the three SAECG parameters, directed towards abnormal values in group 1,
compared to group 2 — QRSd (117.5£7.9 vs 100.6+6.8; p<0.05), RMSaso (63.7+46.0 vs
64.9+33.8, p=NS) and LAS40 (17.248.3 vs 15.6+£6.2, p=NS). An increase in both TQTcd and
MAQTcd is detected in group 1, compared to group 2 — TQTcd (41.8+12.5 vs 35.6+8.6, p=NS)
and MAQTcd (27.849.1 vs 15.9+8.7, p<0.05). A trend for higher ECG voltages is detected for
the individuals in group 1, compared to group 2 — Rys (29.0£9.5 vs 20.9+6.2, p<0.05), Ravr
(22.9£3.5 vs 16.4+6.1, p<0.05) and Svi+Rvs (41.04£8.2 vs 33.0+9.0, p=NS). Conclusion:
Systematic aerobic exercise associated with an increase in LVMi in young athletes may induce
alterations in the pathways of ventricular exitation with slowing of conduction velocities as well
as an altered state of cardiac repolarization with heterogeneity in refractoriness. Structural
features may be only one possible determinant of delayed activation and altered repolarization
in these individuals. Probably the altered ECG in young athletes deserves further clinical
surveillance including SAECG.

Key words: signal-averaged electrocardiogram, late potentials, QT interval dispersion, athlete

Ieiiues 1, Cupaxona B, I'eoprues C, [lamkos JI. Curnan-ycpeaHeHa eieKTpokapauorpaMa u
aHanu3 Ha gucnepcusta Ha QT wmuTepBama mpu miagu artierd. In: De Ambroggi L, ed.
Electrocardiology 2000. Proceedings of the XXVII International Congress on
Electrocardiology. Roma, Italy: Casa Editrice Scientifica Internazionale; 2001:331-334.
ISBN 88-86062-64-8

Pe3rome

Ilpeonocmasxku: Enextpokapauorpamata (EKI') Ha BuCOKOpa3psaHU aTieTH 4YeCTO
MOKa3Ba Pa3JIMYHNA W3MEHEHHs, KOUTO MOTaT Jla C€ MHTEPIPETHpAT KaTO MAaTOJOTHYHU TpPU
HETpEHHpaH 4YoBeK. TBbpjae wmanko ce 3Hae 3a Tte3u EKI mpomenn u TsaxHara
enexTpodusnoiornyHa npupona. [len na npoyusanemo: Jla ce uzcnenpar “time domain”
napamerpute Ha curHan-ycpeanenata EKI' (CYEKT) u nqucnepcusita Ha QT unTepBaia (QTd)
ot cranaaptHata EKI" nmpu mnanu atneru. Mamepuan u memoou: B nmpoydBaHeTo ca BKIIOYEHU
JBajieceT M MeT KIMHUYHO 3[paBH MBXE OT KaBKa3zka paca, Ha Bb3pacT 17.6+1.7 (14-22)
TOJIMHU, ChCTE3aTEeIHU CHOPTUCTH (aepoOeH TUI HAaTOBApBaHE), ChC CHUCTOJHO apTEPHATHO
HamsiraHe (CAH) 122.6+13.4 (96-150) mm Hg, nuacronno aprtepuanHo Hansrane (JAH)
62.2+8.8 (50-82) mm Hg, nanekc Ha tenecHara maca (MTM) 21.8+1.9 (16.7-25.5) u 6e3 nanan
3a enekTposuTHU HapymeHusa. [Ipu Bcekn ot Tax e mpaBeHa CYEKI. Omnpepensixa ce
nbokuHaTa Ha  Quatpupanus QRS kommiekc (QRSd) [ms], BpemerpaeHero Ha
HUCKOAMIUTUTYTHUSI curHall c¢bc croiHOoCcT mox 40 uV (LAS4) [MS] u cpennus kopeH
KBaJpaTeH OT BOJITaXka Ha TepMuHaNHUTEe 40 MunucekyHu Ha ¢punrpupanus QRS xomruieke
(RMS40) [uV]. KbcHu notennmanu ce npuemaxa koraro: (1) QRSd >114 ms u (2) RMS4 <20
pwV um LAS40 >38 ms. IIpu Bceku 0T yyacTHUIIMTE ce MpaBelie cTangapTHa 12-kananna EKT
ChC cKOpOCT Ha 3amuca 50 mm/s u crangapto ycunane. [Ipu ananusa Ha mopgosorusta va T
BBJIHATA U u3MepBaneTo Ha QT untepsana u QT qucnepcusita (QTd) ce cieBaxa cranIapTHUTE
npenopbku. Kopurupanus QT untepBan (QTC) ce mzumcispaiie no ¢popmynara Ha Bazett.
Tortannara qucnepcus Ha QTc (QTcd) u makcumarnaTa o cheezcto (adjacent) aucnepcus Ha
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QTc (MAQTcd) ce onpenensixa rmo cranaapTHUTE AeuHUImA. M3MepBaxa ce BonTaxuTe Ha R
BbB V5 (Rvs), R B aVF (Ravk) u S BeB V1 (Svi) 1 ce msumcisBaiie cymara Svi+Rys. C
JBypa3MepHa exokapauorpadus ce onpenensixa ¢ppakiusTa Ha ckbesBane (%) Ha JisiBa Kamepa
u neBokamepHara Maca (JIKM) (g). M3uncnsBame ce nanekcupanara JIKM (uJIKM) (g/m?).
VYyacTHHUIIMTE B IPOYUYBAHETO ca pa3esieHu Ha 2 MOArpynu cnopen croiHoctute Ha nJIKM,
CBHOTHECEHH KBbM HopMaTa (92+16 g/m?) —rpyna 1 (n=6, 24%) ¢ nJIKM 119.5+8.9 g/m? u rpyna
2 (n=19, 76%) ¢ WIKM 82.1+12.2 g/m? (p<0.001). Pesynmamu: He ca perucTpupaHy KbCHHU
MOTEHIIMAIH ITPH HUTO €IMH OT YYACTHHUIIUTE. Y CTAHOBSIBA CE TCHJICHIIUS KbM OTKJIOHSBAHE Ha
napametrpute Ha CYEKI o nocoka kbM NaTOJOTUYHU CTOMHOCTH B rpyma 1, cpaBHEHO ¢ rpymna
2—QRSd (117.5+7.9 vs 100.6+6.8; p<0.05), RMS40 (63.7+46.0 vs 64.9+33.8, p=NS) and LAS40
(17.2+8.3 vs 15.6+6.2, p=NS). Hamupa ce HapacTBaHe 1 Ha JBata nokaszarens Ha QTd B rpyma
1, B cpaBHenue ¢ rpymna 2 — TQTcd (41.8+12.5 vs 35.6+8.6, p=NS) and MAQTcd (27.8+9.1 vs
15.9+8.7, p<0.05). YcraHoBsBa ce ChIO U TEHAECHIUA KbM HapacTBaHe Ha BonTaxxkute Ha QRS
py UHIUBHIUTE OT rpyma 1, copsmo rpymna 2 — Rys (29.0+£9.5 vs 20.9+£6.2, p<0.05), Ravr
(22.9£3.5 vs 16.4+6.1, p<0.05) and Svi+Rvs (41.0+£8.2 vs 33.0+9.0, p=NS). 3axnouenue:
CucreMHOTO aepoOHO HaTOBapBaHEe, CBbpP3aHO ¢ yBenuuyaBaHe Ha WJIKM mpu mnaau atierw,
OM MOTJIO Ja JIOBeAE 10 MPOMEHH B Pa3NMpOCTPAHEHUETO HAa KAMEPHOTO BB30OYKICHHE —
3a0aBsiHe HA CKOPOCTTA HA MPOBEKIAHE, KAKTO M MPOMSHA Ha ChpJCYHATA PEIOIapu3aIus C
XETepOreHHOCT Ha pedpakTepHOCcTTa. CTPYKTYpPHHTE U3MEHEHUSI MOTaT Ja ObJIaT caMo €IuH
BB3MOXKCH JCTCPMUHAHT Ha 320aBEHOTO aKTUBHUPAHE U POMEHEHATA PETOIapr3aIius IPH TE3U
uHauBuaM. BepositHo npomenenata EKI mpu mutagu aTieTw 3acity’kaBa IO-HATATHITHO
KIIMHUYHO MpOoCIesBaHe U HaOmoaeHue, BkiountenHo u cb¢c CYEKT .

Knmouosu oymu: curnan-ycpennena EKT, kbcHM moteHnmanm, aucrnepcus Ha QT wHTEpBana,
aTJieT

I'8.8. lotov I, Sirakova V, Peichev Y, Penkov N. QT dispersion in women with acute coronary
syndrome. In: De Ambroggi L, ed. Electrocardiology 2000. Proceedings of the XXVII
International Congress on Electrocardiology. Roma, Italy: Casa Editrice Scientifica
Internazionale; 2001:315-320. ISBN 88-86062-64-8

Summary

Background: The QT dispersion (QTd) as a marker for developing potentially fatal
ventricular arrhythmias has been studied most intensively in patients with ischemic heart
disease (IHD) and especially myocardial infarction (MI) and unstable angina pectoris (UA).
Data from several studies investigating the prognostic value of the prolonged QT interval and
QTd for morbidity and mortality in the general population, indicate that females have longer
QT interval, but shorter QTd, which may predispose to ventricular arrhythmia of “torsades de
pointes” type. In this context, the current study is focused at analyzing the dispersion of the QT
segment in women with acute coronary syndrome (ACS) in comparison to females without
IHD. Material and methods: The ECG recordings of 52 female patients are analyzed. Twenty
females presented with symptoms and signs of ACS — either acute myocardial infarction (AMI)
or UA. They were compared to 27 controls of the same sex without evidence of present IHD.
Standard 12-lead ECG recordings were made at a paper speed 50 mm/s and a gain of 10mm/mV.
The analysis of T wave morphology and the measurement of QT interval and QTd followed the
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standard recommendations. The QT interval was corrected for the heart rate using the Bazett's
formula. Information about other important variables such as left ventricular function expressed
as the ejection fraction (EF), treatment with beta-blockers and/or other antiarrhythmic
medications, previous Mls, diabetes mellitus, etc., was gathered whenever possible. Statistical
analysis: Univariate ANOVA tables for continuous variables, chi-square testing for category
variables and multiple linear regression analysis with corrected QTd as a dependent variable.
Significance was accepted at the 0.05 level. Results: The reference group was younger than the
ACS group (47.70+10.72 [26-76] years vs 61.85£12.30 [29-77] years respectively, p<0.0001)
and with higher EF than the ACS group (0.66+0.10 [0.50-0.78] vs 0.50+0.13 [0.20-0.78]
respectively, p=0.001). The mean corrected QTd was 60.10+26.30 (21.74-108.70) msec for the
patients with ACS and 24.30+9.46 (8.17-41.96) msec for the non-ischemic controls (p<0.0001).
The predominance of the mean corrected QTd of the females with ACS over the non-ischemic
controls is mainly at the expense of anterior AMI subgroup (p<0.0001 vs controls) and antero-
posterior AMI subgroup (p=0.005 vs controls). When QTd was analyzed together with several
other important clinical features of the patients in a linear regression model, the presence of
ACS remained the most important independent factor influencing the corrected QTd.
Conclusions: Female patients with ACS had higher QTd than non-ischemic controls mainly
those with anterior AMI. The presence of ACS and use of beta-blockers are the significant
factors influencing the QTd.

Key words: QT dispersion, women, acute coronary syndrome

Horos 1, Cupaxona B, IleiiueB 51, [leaxoB H. QT gucnepcus mpu KeHH ¢ OCTBhP KOPOHAPEH
curapom. In: De Ambroggi L, ed. Electrocardiology 2000. Proceedings of the XXVII
International Congress on Electrocardiology. Roma, Italy: Casa Editrice Scientifica
Internazionale; 2001:315-320. ISBN 88-86062-64-8

Pe3rome

IIpeonocmasku: QT aucnepcusta (QTd), karo Mapkep 3a W3siBaTa Ha MOTEHI[HATHO
daTtamHu KaMEepHM apUTMHM € MpOyYBaHAa Hal-WHTEH3MBHO NP MALUEHTUTE C MCXEMHUYHA
6onect Ha cbpuero (MBC) u cnennanHo MUOKapeH HHPAPKT U HECTaOWIIHA AaHTMHA IEKTOPUC
(HAITI). {anHuTE Ha HAKOJKO CTYJHH, B KOMTO € M3CJIe[BaHa MMPOrHOCTUYHATA CTOMHOCT Ha
yabiokenust QT wunatepBan 1 QTd mo oTHomieHHe Ha OOJECTHOCT M CMBPTHOCT B oOIaTa
NOMyJIalus, coyar, 4e KeHuTe uMaT mo-nbiabr QT mHTepBana HO, mo-manka QTd, koeto
npeapasnojiara KbM KaMEpPHH apuTMUU OT THMA ,torsades de pointes”. B koHTekcTa Ha TOBa,
HACTOSIIIOTO TIPOYYBAHE € HACOYCHO KbM aHAIHM3MpaHe Ha mucrepcusara Ha QT cermenra npu
xeHu ¢ ocTbp kopoHapeH cuniapoMm (OKC) B cpaBHenue ¢ xenu 6e3 UBC. Mamepuan u
memoou.: Ananuzupanu ca EKI' 3anmcurte Ha 52 maumeHTH OT *eHCKM moi. [[BameceTr ot
XKeHuTe ca cbe cumntoMu U Oene3n Ha OKC — octbp MuokapiaeH uadapkr (OMU) niau HAIL.
Te ca cpaBHEeHHU ¢ 27 KOHTPOJIH, KeHU, Oe3 KTuHU4HU Oene3u 3a Hanuuna MbC. Ha Bcuuku e
npaBeHa crapaaptHa 12-xananna EKI mpu ckopoct Ha 3ammca 50 mm/s u ycunBane 10
mm/mV. [1pu ananu3a va mopdostorusita Ha T BbaHata u u3MepBaneto Ha QT unTepBama u QT
mucnepcusta (QTd) ca cnenBanu crangaptHute npenopbku. Kopurupanus QT uHTEpBan e
u3uucisABaH 1o ¢opmynata Ha Bazett. Mudopmanus 3a apyru BaKHU NPOMEHIIMBU —
neBokamMepHa (GyHKIUA, u3pa3eHa ¢ ppakuuara Ha u3tinackBane (OU), neaenue ¢ 6era-Omokepu
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W/WITU JPYTH aHTHAPUTMUYHU MEIMKAMEHTH, pexuBsiH MU, 3axapeH quabeT v HIKOU JIpYTH, €
cbOMpaHa mpu Bb3MOXKHOCT. Cmamucmuuecku memoou. EnnodakTopeH AucrepCuoHeH aHaln3
(one-way ANOVA) 3a KOHTUHYMTETHMTE HPOMEHIMBH, ¥>-TECT 3a KaTerOpHiHMTE
IPOMEHJIMBH M MHOTO(AKTOPEH JMHEAPEH PErpeCHOHEH aHanu3 ¢ Kopurupanarta QTd, kaTo
3aBUCHMa IpoMeHInBa. CTaTUCTUYECKA 3HAUMMOCT ce npuemarnie npu “p” <0.05. Pesyrmamu:
PedepenTrHara rpymna e Ha mo-maika Be3pact ot rpymnara ¢ OKC (47.70+10.72 [26-76] rox. VS
61.85+12.30 [29-77] roa. ceorBeTHO, P<0.0001) u ¢ mo-Bucoka ®U B cpaBuenwue Hes (0.66+0.10
[0.50-0.78] vs 0.50+0.13 [0.20-0.78] cworBetHO, P=0.001). Cpennara xopurupana QTd e
60.10+26.30 (21.74-108.70) msec 3a nauuentute ¢ OKC u 24.30+£9.46 (8.17-41.96) msec 3a He-
ucxemuunute konrponu (P<0.0001). IlpeobnamaBanero Ha cpemHara kopurupana QTd mpu
xenute ¢ OKC Hag HeMCXeMUYHUTE KOHTPOJIM € OCHOBHO Ca CMETKA Ha MOATrpyIaTa ¢ MpeaeH
OMM (p<0.0001 vs kouTposam) u morpymarta ¢ npenHo-3ages OMMU (p=0.005 vs koHTposN).
Koraro QTd ce aHanmu3upa 3ae/IHO ¢ HAKOJIKO APYTH ChIIECTBEHU KIMHUYHM XapPaKTEPUCTUKH
Ha TAIMEHTUTE B MHOTO(aKTOpEH JuHeapeH perpecuoHed mojen, Hamnunero Ha OKC ocraBa
Hali-BaKHKMsI He3aBUCHM (akTop, KOWTO Bimsie BbpXy kopurupanata QTd. 3axmouenus:
[Manuentute ot sxeHcku mos ¢ OKC umar mo-romsima QTd OT He-UCXEMHUYHUTE KOHTPOJIH,
ocHoBHO Te3u ¢ mpeaeH OMU. Hammumero na OKC u m3nomsBanero Ha Oera-0iiokepu ca
dakTopuTe, KOUTO Hal-CHITHO BiIMAAT BhpXy QTd.

Knrouosu oymu: QT aucnepcus, skeHu, OCTbP KOPOHAPEH CUHAPOM

I'8.9. Peychev Y, Angelov A, Yotov Y, Sirakova V. QT dispersion and dipyridamole-induced
myocardial ischemia. Scripta Scientifica Medica. 2002;34:39-41. ISSN 0582-3250

Summary

Background: There are some data in medical literature, that the QT interval dispersion
(QTd) has a dynamic nature and can be influenced by a variety of factors. We hypothesized that
since QT interval changes are dynamic in nature, there possibly could be found any relationship
between QTd and myocardial ischemia. Aim of the study: To search for any possible relationship
between myocardial ischemia and QTd. Material and methods: We investigated 32 male
patients with ischemic heart disease. Twelve lead ECG at paper speed 50 mm/s and standard
gaining were recorded for each participant in the study.The analysis of T wave morphology and
the measurement of QT interval and QTd followed the standard recommendations. The corrected
QT interval (QTc) was calculated using Bazett's formula. The total QTc dispersion (TQTcd) and
the maximum adjacent QTc dispersion (MAQTcd) were determined along with the standard
definitions. The ST-segment analysis for detection of myocardial ischemia was performed on
the basis of the standard protocol. A high dose standard dipyridamole-ECG stress test was used
— dipyridamole infusion (DI) at a dose of 0.56 mg/kg applied 1.V. for 4 minutes, followed by
4-minute interval of no-dose with ECG and blood pressure monitoring, and in case of a negative
test additional DI at a dose of 0.2 mg/kg 1.V. for 2 minutes was applied. Results: Seventeen
patients (53%) (group 1) developed transient myocardial ischemia (TMI) with duration 20 +7 (4-
40) minutes during DI, whereas 15 patients (47%) (group 2) did not. No regular dynamics and
significant differences in the values of TQTcd and MAQTcd estimated before, during and after DI
within each of the groups could be established. Both TQTcd and MAQTcd before, during and after
DI demonstrate no significant differences when compared between group 1 (TMI+) and group 2
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(TMI-). No dangerous ventricular arrhythmias were detected during DI in any patient from both
groups. Conclusions: Short lasting TMI does not lead to significant changes in the QTd
parameters. Probably, the severity and/or the duration of dipyridamole-induced TMI are not
sufficient to generate a dispersion in ventricular repolarization that could be detected as changes in
the QTd parameters on the surface ECG.

Key words: QT interval dispersion, dipyridamole, transient myocardial ischemia, ischemic
heart disease, ventricular arrhythmias

IleiiueB $I, Aurenos A, Moros I71, CupakoBa B. QT nucniepcus u qunupuaamMos-uHIyIIupaHa
muokapaHa ucxemus. Scripta Scientifica Medica. 2002;34:39-41. ISSN 0582-3250

Pe3rome

Ilpeonocmasku: B MenuuuHckara JIuTepaTypara UMa JlaHHH, 4ye aucnepcusta Ha QT
unrepBana (QTd) e ¢ quHAMUYHA TPUPOIA U MOXKE [1a ObJIe TOBIUSIHA OT Pa3inuHH (HaKTOPH.
Hue dpopmynupaxme xunoresara, ye cies karo npomenure Ha QT mHTepBasia ca JUHAMUYHU
10 TIPUPO/JIA, BEPOSITHO MOXKE Jia Ce OTKpHe Bpb3ka Mexay QTd u muokapaHara ucxemust. Len
Ha npoyueanemo: Jla ce MOThPCU BB3MOXKHA BPb3Ka MEXIy MUOKapaHara ucxemus u QTd.
Mamepuan u memoou: W3cnenpaxme 32 maluumeHTH OT MBXKKU MOJ C UCXEMHUYHA OOJecT Ha
cbpuero. IIpu Bcekn oT yyacTHuUIMTE ce mpaselle cragaapTHa 12-kananna EKI cbe ckopoct
Ha 3anmca 50 mm/s u crangaptHo ycunBane. [Ipu aHanuza Ha mopgosorusta Ha T BbiIHATA U
usmepBanero Ha QT wumurepBaga u QT mucmepcusara (QTd) ce ciaenBaxa craHmapTHUTE
npenopbku. Kopurupanusar QT unrepsan (QTC) ce uzumcispaiie no ¢popmynara Ha Bazett.
Toranuara aucnepcus Ha QTc (TQTcd) u makcumanuara o cbeencto (adjacent) mucnepcus
Ha QTc (MAQTcd) ce ompenensxa mo crangaptaute Acuuuimu. [Ipu anammsa nHa ST-
CErMEHTa 3a OTKPHBAaHE Ha MHOKApJHAa MCXEMHMsI Ce ClIe[Ballle CTaHAapTHHUsS IpoTokoil. [Ipu
BCEKM IALMEHT C€ MpoBeXxaalle craHpaptusupan gunupuaamon-EKI crpec tect BBB
BHCOKOJIO30B peXUM — BeHO3Ha uHGy3us Ha nunupugamon (M) B moza 0.56 mg/kg 3a 4
MUHYTH, MOCJI€eIBaHa OT 4-MUHYTE€H MHTepBan 0e3 Mmenukauus ¢ MoHuTopupane Ha EKI' u
KPBBHOTO HaJsAraHe, KaTo MPU HEraTHBEH TECT ce mpojbikaBaiine ¢ BeHosHa ]I 0.28 mg/kg
3a 2 munytu. TQTcd u MAQTcd ce onpenernsixa mpeau, o Bpeme Ha u cies V]I mpu Bceku ot
naruenTure. Pezyimamu: Tlpu 17 (53%) (rpyma 1) ot mamuenture mo Bpeme Ha U]l ce
WHIyIHMpa TpaH3uTopHa MmuokapaHa ucxemus (TMU) ¢ npogbmxurenHoct 20+7 (4-40)
MUHYTH, a Tipu octaHainute 15 manuentu (47%) (rpyna 2) e ce unaymupa TMU. He ce
yCTAaHOBMXA TCH/CHIIMK U CUTHU(UKAHTHU pa3yinuus Ha cToiiHocTuTe HAa TQTed 1 MAQTcd
nped, 1o BpeMe Ha u ciex M1 BbB Besika era ot rpymure. TQTcd 1 MAQTcd, onpeenenu npeu,
o Bpeme Ha u cient M/, He ce He ce HaMepuxa 3HauYMMU pa3iIMyMs IPU CpaBHSABaHE MEXAy rpyna 1
(TMU+) u rpyna 2 (TMU-). IIpu HUTO €MH OT MALMEHTUTE HE CE PErUCTpUpaxa ornacHu KaMepHU
aput™MuH 11o Bpeme Ha aunupuaamoi-EKI crpec tecra. 3axarouenusa: Kparkorpaitnara TMU ne
BOIM JIO 3HAUYMMM IpoMeHH Ha mapamerpure Ha QTd. BepostHO, Texectra wu/wmm
IPOABDKUTETHOCTTa Ha JUIMpHAaMoi-uHAyuupaHata TMUW He ca moctarhuHu 3a Ja ce
reHepupa JIuCHepcHs Ha KaMmepHaTa pernoJiapu3aiusi, KosTo OM Morja Ja ce OTKpHe, KaTro
u3MeHeHus Ha napamerpute Ha QTd ot moBbpxHOcTHaTa EKT .
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Kniouoseu oymu: nucnepcust Ha QT uHTepBana, AUNMPHIAMOJ, TPAaH3UTOPHA MUOKApIHA
UCXEMHUsI, NCXEMHUYHA OO0JIECT Ha ChPIIETO, KAMEPHU apUTMHU

I'8.10. Peychev Y, Yotov Y, Sirakova V. Late Potentials and Ventricular Ectopy in Patients
with and without Left Bundle Branch Block and Heart Failure. Int J Bioelectromagn.
2003;5(1):276-277. ISSN 1456-7857

Summary

Background: Left bundle branch block (LBBB) is found in about 25% of patients with
heart failure (HF) and is associated with increased all-cause and sudden death mortality.
Patients with bundle branch block were systematically been excluded from studies on signal-
averaged ECG (SAECG), performed in the time domain. There are no conventional criteria for
determining a normal versus an abnormal SAECG in the setting of disturbances in the pattern
of conduction. Hypothesis: We hypothesized that the usage of specific criteria for definition of
ventricular late potentials (LP) in the time-domain of SAECG, may be helpful for the
assessment of the risk for ventricular arrhythmias in patients with LBBB and HF. Material and
methods: We investigated 46 patients, all with HF, 41 (89.1%) males, age 64+10 (43-79) years,
gjection fraction 0.30+0.7 and NYHA class 3.0+0.5. Twelve lead ECG at paper speed 50 mm/s
and standard gaining was recorded for each patient. Every individual underwent SAECG.
Filtered total QRS duration (QRSd), duration of low amplitude signals under 40 uV (LAS40)
and root mean square voltage of the last 40 ms (RMS4o) were measured. Abnormal values were
defined as: QRSd >120 ms, RMS4 <20 pV, and LAS4 >38 ms in the absence of LBBB
(conventional) and QRSd >145 ms, RMS4o <17 uV, and LAS40 >55 ms in the presence of LBBB
(after Buckingham T et al.). Late potentials were considered positive if 2 out of 3 criteria were
present. All patients underwent 24-hours Holter ECG. The severity of ventricular ectopy was
graded according to Lown's classification. Results: Nine (19.6%) of the patients of our series
had HF and LBBB. Late potentials were positive in all (100%) patients with HF and LBBB and
in 10 (27.0%) patients with HF and no LBBB (p<0.05). Severe ventricular ectopy class I11-V
after Lown, was found in 9 (100%) patients with HF and LBBB and in 28 (75.7%) patients with
HF and no LBBB (p<0.01). If the 9 patients with LBBB are added to the group without LBBB,
a trend towards an increase in the incidence of severe ventricular ectopic activity appears in both
the LP+ group (from 80% to 89%, p=NS) and the whole group (from 75.7% to 80.4%, p=NS),
despite this trend does not reach statistical significance in our series. Conclusions: Patients with
HF and LBBB have a high incidence of LP (arrhythmogenic substrate), and of severe
ventricular ectopy (possible trigger for development of ventricular arrhythmias). This
combination may identify the patients with HF and LBBB as a high risk subgroup for sudden
cardiac death. Using specific criteria for definition of LP in the presence of LBBB, it seems
reasonable to include such patients in studies assessing the risk of ventricular arrhythmias in
HF.

Key words: late potentials, left bundle branch block, ventricular ectopy, heart failure
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Meiiues 51, otos I, Cupakosa B. KbcHU IIOTEHIMANM 1 KAMEPEH €KTOIM3HM IIPH HALUEHTH
cbc U 0e3 5B OenpeH OJIOK W chpaeuyHa HepoctarbuHocT. Int J Bioelectromagn.
2003;5(1):276-277. ISSN 1456-7857

Pe3rome

IIpeonocmasxu. Jleust 6enpen 610k (JIBB) ce cpema mpu okomno 25% ot narueHTure
cbe cbpaedna HenoctaTbuHocT (CH) 1 e aconuupan ¢ moBuiieHa o01ma CMbPTHOCT, KaKTO U €
Mo-rojiiMa 4ecToTa Ha BHe3amHata cMbpT. [lanuenTture ¢ OenpeH OJOK ca HM3KIOYBAHU
CHUCTEMaTUYHO OT NpoyuBaHUs BHpXy curHain-ycpennena EKIT (CYEKI) BvB BpemeBus
noMeiH. JlumncBar oOUIONPUETH KPUTEPUM 3a OMpeielisHe Ha HOpMallHa VS MaTOJOTHYHA
CYEKI' npu HapymieHus B HauMHa Ha TpoBexnIaHero. Xunomesza: Hue dopmynupaxme
XHUIO0TEe3aTa, Y€ U3MOI3BAHETO Ha CICIIU(UIHN KPUTEPHH 32 Te(hUHUPAHE HA KAMEPHUTE KbCHU
noreHuuanu (KII) or CYEKI BbB BpeMeBUsI JOMENH, MOXKE J1a C€ OKaXKE OT I10J13a 32 OLIEHKA
Ha pucka oT kamepHu aputmuu npu naunuenture ¢ JIbb u CH. Mamepuan u memoou:
Wscnensanu ca 46 manuentH, Bcuuku ¢be CH, 41 (89.1%) mbixe, Bb3pact 64+10 (43-79)
roagunan, ¢pakuus Ha u3TinackBane 0.30+0.7 u NYHA kmac 3.0+£0.5. Ilpu Bceku marueHT e
npaBeHa crangaptaa 12-kananHa EKI cbe ckopoct Ha 3amuca 50 MM/S u cTaHIapTHO YCHUIIBAHE.
[Tpu Bcexu 6oznen e mpaBeHa CYEKI'. Omnpenensixa ce apmkunHara Ha puntpupanus QRS
komiutekce (QRSd) [ms], BpemerpaeHeTo Ha HUCKOAMIUTUTYAHUS CUTHAI ChC CTOMHOCT 1o 40
1V (LAS40) [MS] u cpentust KOpeH KBajpaTeH OT BOJITaXa Ha TEPMUHATHUTE 40 MUITUCEKYH/TH
Ha ¢untpupanus QRS kommieke (RMSso) [uV]. IlaTonornunu croiiHoctu ce nedunupaxa
npu: QRSd >120 ms, RMS40 <20 uV, u LAS40 >38 ms npu nurica Ha JIBb (KOHBEHIIMOHATHM)
u QRSd >145 ms, RMS4o <17 puV, u LAS4 >55 ms npu Hanuuue Ha JIBB (o Buckingham T
et al.). Kecau notennmanu ce aeduHupaxa npu 2 oT 3 NOJIOKUTETHH Kputepus. [Ipu Bceku
naiueHT e nmpaBeHa 24-yacoBa Xontep EKI'. TexxecTra Ha KaMepHHS €KTOMH3BM Ce€ Tpagupaiie
no kinacupukanusta Ha Lown. Pezyimamu: Jleet (19.6%) oT uzcneaBaHUTe MallMEHTH ChC
CH umaxa JIbb. KbcHu norenmanu ce perucrpupaxa npu Bcudku 9 (100%) ot mauueHTHTe
c¢bc CH u JIBb u ipu 10 (27.0%) ot maumentute cbe CH 6e3 JIBD (p<0.05). Bucokocrenenen
kaMmepeH ekronusbM ot kiac 111-V mo Lown, ce yctanosu nipu 9 (100%) ot 6onaurte cbe CH u
JIBb u nipu 28 (75.7%) ot 6onuute cbe CH 0e3 JIBB (p<0.01). Ako ce no0aBsT 6onHUTE ChC
CH u JIBb (n=9) xbM rpymnara ot 6osuu ¢cbe CH 6e3 JIBB (n=37), ce mosBsBa TCHACHIHS KbM
yBeJIMYaBaHE Ha YECTOTaTa Ha BUCOKOCTENIEHHUS KaMepeH ekTonu3bM ot kiac |11-V mo Lown,
kakto B rpynara ¢ KIT (ot 80% mo 89%, p=NS), Taka u B o6mara rpymna (ot 75.7% mo 80.4%,
p=NS), BbIpeKkH, Ye Ta3u TCHASHIIMS HE IOCTUTa CTATUCTHYECKA TOCTOBEPHOCT B HAIIIATa CEPUSL.
Baxnouenus: bomaure coe CH u JIBb nMat 3HauutenHo BHCOK oTHocuTeneH s Ha KII
(apuTMoOreHeH cyOCTpaT) M BHCOKOCTENEHEH KaMEpeH EKTOMH3bM (BB3MOKEH TpUTEp 3a
n3sBaTa Ha KaMepHU apuT™MuH ). Ta3u komOnHanus uaeHTudumpa nanuenture cb¢c CH u JIBb,
KaTo BUCOKO PHCKOBA MOJArpyIa 3a BHe3amnHa cMbpT. M3non3BaneTo Ha cieliupuIHd KPUTEPUN
3a nedmnupane Ha KI1 npu manmmuuero Ha JIBb 61 Moriio /1a HarpaBu Bb3MOKHO BKJIFOYBAHETO
Ha TE3W MAIMEHTH B MPOYYBAHMS, OLICHSBAIIM pUCKa OT kKamepHu aputmuu ripu CH.

Knouosu ()iju KbCHH IIOTCHIHUAIU, JIAB 6CI[peH 6J'IOK, KaMCPCH CKTOIIU3BM, CbhbpACUHA
HEOAOCTATBbYHOCT
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MBbJIHOTEKCTOBHU IMMYBJINKAIIMYA B HAYYHHM CIIMCAHMS 1 CEOPHMIIN,
N3BHH MUHUMAJHUATE HAYKOMETPUYHU U3NCKBAHMS 3A 3AEMAHE
HA AKAJEMHWYHA JITBKHOCT ,,JOIEHT*

Nel. Tlenko H, IleiiueB $1. Jlunupuaamon u TpoMOOIIMTHA aHTUATPEralus — PyXBaHETO Ha
omre eaud MuT. Chpue-bst Ipoo. 2000;6(1-4):16-22.

Pe3rome

JunupruaamMonsT ce U3NKMCBa LIMPOKO, HAall — 4ecTo, Karo aHTuarperant. [Ipeanonara
ce, 4e AUMUPHIAMOIBT MOATHCKA (PYHKIUATA HA TPOMOOLIMTHTE Ype3 HHXHUOMpPaHe Ha eH3UMa
dochonuecrepasza, CTUMyIHpPaHe HA OCBOOOXK/IaBAaHETO HAa €MKO3aHOMIU OT ChA0BUS €H0TEI
U MHXUOMpaHE Ha aJleHO3MHOBaTa Kamraius. AOcopOuusaTa Ha AMIUPUIAMONIA € CHIIHO
BapuabujiHA W Hall — 4ecTo, HUCKA. J(MnupuaaMonbT ce CBBbp3Ba 3JpaBO C IUIa3MEHUTE
npoteuHu — Mexxay 91% u 99%. Jluncear ybenurenHu JaHHH, Y€ JUMHPUIAMOIBT y4yacTBa
BBB (DApMaKOKHMHETUYHU B3aMMOICHCTBHS C ACTUPUH MPH X0Pa, KAKTO H, Y€ JHOBPEMEHHOTO
JTlaBaHE Ha JUIUPHUAAMOJI U aCIUPUH MOXKE J1a JOBEJE /10 CUHEPrHY€H aHTUTPOMOOTHYEH
edekT. B nmoBeuero nmpoCrneKTUBHU KIMHUYHU MIPOYYBAHUS BBPXY AUINUPUAAMOIA, CHUIUAT €
01 KOMOUMHUpAaH C acCIMPUH BMECTO Ja ObJe CpaBHSIBAH JUPEKTHO C Iuianebo. Bwnpeku, ue
MOY€E Ja M3IJIeKIa €CTECTBEHO Aa ObJaT KOMOMHUpPAHU JBE JIEKAPCTBA, KOUTO MHXUOHpAT
TpomMOo3aTa 110 HE3aBUCUMHM MEXaHU3MH, [0Ka3aTeJCTBAaTa, Y€ OpajJHO HA3HAYCHUAT
JUIHUPHUIAMOJ YIIPAXKHSBA aHTUTPOMOOTUYHO AECHUCTBUE NPHU XOpa ca MHOIO OrpaHUYEHHU.
Jlo3aTa Ha qUNMpUAamMoa, U3M0JI3BaHA B KIMHUYHUTE IPOYYBAHUS, BAPUPA 3HAUUTEIHO — OT
75 mg no 400 mg qHEeBHO, Oe3 IBHU OCHOBaHUs. HAKONKOTO KIMHUYHU NPOYYBaHUS, B KOUTO
aCIHUPUH CAMOCTOSATEIHO € OWUJI CpaBHSIBAaH ¢ KOMOMHAIUATA aCIHUPUH ILUIIOC TUMUPUIAMOI
JaBaT OCHOBaHHE Jla C€ JIOMYyCHEe, Y€ IUIUPUIAMOIBT AONpPHHACS MAaJIKO, aKo BbHOOIIE
JIOTIpUHACST HEIllo, KbM aHTUTPOMOOTHYHOTO JeiicTBue Ha acnupuHa. Hsima poctaTbuHO
OCHOBaHUS JUIUPUIAMONBT Ja ObA€ MpenopbuaH 3a MpakTUKAaTa Karo e(EeKTUBHO
AHTUTPOMOOIIMTHO MEAMKAMEHTO3HO CPE/ICTBO.

Kniouoeu oymu: nunmpuaamod, aHTHarperamusi, aCnupuH

Penkov N, Peychev Y. Dipyridamole and platelet antiaggregation — the failure of another one
myth. Crpue-bsia Ipo6. 2000;6(1-4):16-22.

Summary

Dipyridamole is commonly prescribed as an antithrombotic drug. It is suggested that
dipyridamole inhibits the platelet function through inhibition of the phosphodiesterase enzyme
in platelets, direct stimulation of the release of eicosanoids by vascular endothelium and
inhibition of the cellular uptake and metabolism of adenosine. The absorption of dipyridamole
is highly variable. Dipyridamole is highly bound to plasma proteins — reported values range
between 91% and 99%. There is no solid evidence that dipyridamole undergoes
pharmacokinetic interaction with aspirin, which might lead to any synergistic antithrombotic
effect. In most prospective clinical trials dipyridamole has been combined with aspirin rahter
than compared directly to placebo. Although, it might seem reasonable to combine two drugs
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that inhibit thrombosis via independent mechanisms, the evidence that orally administered
dipyridamole exerts any antithrombotic action in men is very limited. The dosage of
dipyridamole, used in different clinical trials varies considerably — from 75 mg to 400 mg,
without any obvious reason. The very few clinical trials in which aspirin alone has been
compared to the combination aspirin plus dipyridamole, give grounds to suggest that
dipyridamole contributes too little, if anything at all, to the antithrombotic action of aspirin.
There is no enough convincing evidence to recommend dipyridamole as an effective
antithrombotic drug for the clinical practice.

Key words: dipyridamole, aspirin, antiaggregation

Ne2. TlenkoB H, IleitueB SI. KapauonyiMonaaHa peaHUMAIUs — TEOPETUIHHN PA3CHKACHUS U
npaktruecku npenopbku. Crpue-bsa Ipo6. 2001;7(1):28-39.

Pe3rome

Hcxemuunata Oonect Ha cbpuero (MBC) e Bojema mnpuyMHa 3a CMBPTHOCT.
[Tpubmu3uTenno 65% ot 6omauTe ¢ UBC 3aruBat, nmpenu aa noctwisaT B 0omauIa. Okono 25%
OT CIlydanuTe Ha BHE3aIHa ChpACYHA CMBPT ca X0opa 0e3 CUMITOMHU Ha ChPJACYHO 3a00IsIBaHE.
KbM manueHTuTe, KOUTO OMXa MMali 1oJi3a OT KapauomyiMoHanHara peanumanus (KITP) ce
otHacsT: (1) 60onHM C ,,HaOmomaBan (Witnessed) cbpiaedeH apecT, IbJKall, ce Ha KaMEpHO
MBXKJIEHE W3BBbH OonHUIATa — AeQuOpuianvs B ObpBUTE 7-8 MHHYTH OT HHIMIEHTA; (2)
xocnutanu3upany nanueHTH ¢ MbC, KouTo npaBsT mbpBUYHO KaMepHO MbxjeHe; (3) OonHM
ChC ChpJCUEH apecT 0e3 ChI'bTCTBAIIM KUBOTO3ACTpAIABAIIN ChCTOSHUS U (4) MAlUEHTH C
XHUIIOTEPMHUSL, JIEKAPCTBEHO MPEI03UpaHe, O0OCTPYKIIUS Ha JUXATSITHUTE IIBTHINA WK TbPBUYCH
pecnimparopeH apect. [Ipu peructpupaHe Ha KaMepHO MBKJICHE WIM Oe3ITyJicoBa KaMepHa
TaXWKap/us CE€ OCHIIECTBSIBAT TPH MOCIeAoBaTeIHu enekTpokapaunomioka — 200 J, 200-300 J u
360 J. Axo pa3nmo3HATHAT PUTHM HE € KAMEPHO MBXKJICHE WU EJEKTPOIIOKOBATA TEpAIus €
HEYCIIeNTHa, C€ 3amo4yBa OOAWINBAHE W CHPJCYCH Macax. [Ipu ChpJedYeH apecT H3BBH
OosHUIIaTa HE3a0aBHO TPsIOBA Ja ce MOBMKA MTOMOIIL U J1a C€ 3all0YHe OOUIIIBAHE U ChPJICUYCH
Macax. ['palMeHTPT Ha HAJIATAHETO MEXIY aopTata M JSCHOTO Tpeachpaue (Mexmy
PUTMUYHUTE CTEPHAJIHH KOMIIPECHH) € TJIaBeH JICTEPMHUHAHT Ha MHUOKap/aHaTa rnepdysus mo
BpeMe Ha chbpieueH apect W KIIP u mpencraBnsiBa ocHoBeH (aktop 3a ycmemniHa KIIP.
[Moxxonsmiara jekapcTBeHa Tepanus Moxe fa nmoBuiu epekruBHoctta Ha KIIP. I[Ipeanounrta
ce BbBEXJIaHETO Ha jekapcTBara 1o BpeMe Ha KIIP na craBa npe3 nenTpanen uinu nepudeper
BEHO3€H ITbT. EHIOTpaxeaHusAT MbT € MOJXOJAN] 3a MpUjlaraHe Ha aJpeHanuH, aTPOIUH U
nupokanH. [Ipu OONHHTE ¢ ONWTypHs, METacTaTHYEH pak, CEINCHUC, ITHEBMOHHUS H OCTBP
MO3bUEH UHCYIT JiuncBat uHankamnuu 3a KIIP.

Kniouosu Oymu: xapIuonyJIMOHaJIHAa peaHHUMallUs, ChPJEYEH apecT, KaMepHO MBXKJICHE,
nedubpunanys, JeKapcTBeHa Teparnus
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Summary

Ischemic heart disease (IHD) is a leading cause for mortality. Nearly 65% of the patients
with IHD die before being admitted to hospital. Approximately 25% of the cases with sudden
cardiac death comprise people without any clinically overt symptoms of heart disease. The
group of patients with most expected benefit from cardiopulmonary resuscitation (CPR)
includes: (1) cases with witnessed cardiac arrest due to ventricular fibrillation occurring outside
the hospital — defibrillation within approximately 7 to 8 minutes since the onset of the event;
(2) hospitalized patients with IHD and primary ventricular fibrillation; (3) those with cardiac
arrest in the absence of any life-threatening coexisting conditions, and (4) patients with
hypothermia, drug overdose, airway obstruction or primary respiratory arrest. In case of
ventricular fibrillation or pulseless ventricular tachycardia, three sequential countershocks
should be delivered at energy levels of 200 J, 200-300 J, and 360 J. If the initially recognized
thythm is not ventricular fibrillation or in case of failure of countershock therapy, chest
compressions and artificial ventilation should be initiated. If the cardiac arrest occurs outside
the hospital, the rescuer should immediately call for help and then start CPR. The pressure
gradient between aorta and right atrium (between rhythmic sternal compressions) is the
principal determinant of myocardial perfusion during cardiac arrest and CPR, and a baseline
factor for successful CPR. The appropriately selected drug therapy could increase the
effectiveness of CPR. Drug administration via a central or peripheral intravenous route is
preferred during CPR. The endotracheal route is convenient for administration of epinephrine,
atropine and lidocaine. For patients with oliguria, metastatic cancer, sepsis, pneumonia and
acute stroke, there is a lack of indications for CPR.

Key words: cardiopulmonary resuscitation, cardiac arrest, ventricular fibrillation, defibrillation,
drug therapy &
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