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Concept of deterioration of myocardial contractile function under long-term intake of antiarrhythmic drugs may be regarded as one of the myths of modern cardiology. Multiple references
to negative influence of majority of antiarrhythmic drugs on myocardial inotropic function are speculative. Studies on estimation of influence of arrhythmia treatment strategy on myocardial
contractile function are almost absent.

Aim. To estimate dynamics of myocardial contractile function in patients with ischemic heart disease (IHD) and persistent atrial fibrillation (AF) compared among those treated with amio-
darone 200 mg daily and with bisoprolol 5 mg daily.

Material and methods. A total of 47 IHD patients with persistent AF were enrolled into the study. Sinus rhythm (SR) was restored during the first 24 hours of hospitalization in all the pa-
tients. After SR restoration the patients were randomly allocated to two groups receiving either amiodarone 200 mg daily during 6 months for SR maintenance (group 1) or bisoprolol 5 mg
daily for ventricular rate (VR) control (group 2). To estimate myocardial inotropic function all patients underwent steady-state radionuclide ventriculography (RVG) and echocardiography dur-
ing the first 24 hours after SR restoration and 6 months later.

Results. We revealed changes in left ventricle (LV) diastolic function, reduction of left atrium (LA) contribution to LV diastole and enlargement of LA anterior-posterior dimension during the
first 24 hours after SR restoration in the patients of both groups.

6-month SR maintenance in the first group of patients promoted significant decrease in isovolumic relaxation time (IVRT) from 103.4+1.01 ms to 96.4£1.1ms (p=0.02) and reduction of
LA anterior-posterior dimension up to 36.1+3.8 mm (p=0.03). Target VR achievement in the second group of patients promoted restoration of LV diastolic function (decrease in IVRT from
104.3£1.2 msto 97.3£1.2 ms; p=0.03) but did not influence LA size (44.1+3.1 mm and 43.5+3.0 mm, respectively). Atrial inotropic function was only changed in the patients of group
1, the patients of group 2 did not reveal significant change in LA contribution to LV diastole.

Conclusion. 6-month SR maintenance at amiodarone intake in IHD patients with persistent AF resulted in LA contraction, restoration of its contractility and improvement of LV diastolic pa-
rameters. Target VR for 6 months of bisoprolol intake led to LV diastolic function improvement, but did not influence LA dimension and contractile function.
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BnusieT nu BbIGOp cTpaTermu neveHnsi hubpunnaLMmn npecepanin Ha CoCTosHME COKpaTUTeNnbHOW (yHKLMM MuoKapaa?
B./. Mopzonkos, A.W. TapanmaHosa*, U.X. Jlopwa, J1.H. Moxammaaun
MepBbit MOCKOBCKMI FOCYAapCTBEHHBIN MEeAUUMHCKMR yHBEpcuTeT uM. .M. CeveHosa. 119991, Mocksa, yn. Toybeukas, 8, crp. 2

OLHWM VX CyLLLECTBYIOLLMX MUDOB COBPEMEHHO KAPAMONOriv MOXHO CHMTaTb YOeXAeHe DONbLUMHCTBA KIVHWLIMCTOB, YTO ANWTENBHOE Ha3HAYEHVIE aHTUAPUTMUYECKIX NPENapaTOoB yXya-
LLIAET COCTORHME COKPATUTENbHOM (hYHKLMM MOKapAa. MHOroKpaTHbIe YyNOMVHaHVsS B IUTEPAType O HEraTUBHOM BAMSHMM GONbLUIMHCTBA aHTUAPUTMIYECKMX MPENapaToB Ha VHOTPOMHYIO
(yHKLMIO MUOKapaa AenaloTcs rinoteTudecku. NMpakTnieckut HeT paboT no U3y4eHuio BVSHWS CTPaTerviv Ne4eHns apuTMUM Ha COKPATUTENbHYIO (YHKLMIO Cepaua.

Llenb. V13y4uTb M3MeHeHVie COKpaTUTeNbHOM (yHKLMW MUOKapaa y BonbHbIx Miemmuyeckoit bonesHsio cepaua (MBC) ¢ nepcuctvipyiolen hopmon dmbpunnaumnm npeacepania (O) npu
neqeHn amnoaapoHoM B fo3e 200 Mr/cyT B CpaBHEHUM C Tepaniiei B1CcoNpononoM B ose 5 Mr/cyT.

Marepuan u metoppl. B viccnefoBatme BkiioteHo 47 naumnento UBC ¢ nepcuctupylolueit popmoit OF1. Bcem GosbHbIM CrHycoBbI puTM (CP) Obln BOCCTAaHOBNEH B Te4eHMe NepBbIX CyT
OT MOMeHTa rocnuTanm3ami. Mocne BoccraHosneHwst CP nawieHTs! Gbinv pasneneHbl Ha 2 rpynnbl: naumeHTs! | rpynbl Ans coxpaHerns CP B TedeHWe Nocneayiowmnx 6 Mec nprHMMani ammo-
[.apoH B ioe 200 Mr/cyT, 60nbHbIM |1 rpy bl 4ns KOHTPONS HaCTOTbI KeNyA04KOBbIX COKpaLLeHnin (YXKC) Gbin HazHayeH Briconponon B 4o3e 5 Mr/cyT. [ns OLEHKM UHOTPOMHOM (yHKLMK
MIOKapaa Bcem BoMbHBIM NPOBOAUNACH PABHOBECHAS PAAVOHYKNMAHAsA BEHTpUKYorpadms (PPBI) 1 3xokapamorpatms B Nepeble CyT NOC/e BOCCTaHOBIIEHUS CUHYCOBOTO prTMa (CP) n
Yepes 6 Mec neyeHws.

Pe3ynbratbl. Y naumeHTos | v Il rpynbl 8 nepsbie CyT noce BoccraHoseHns CP 0bHapyskeHbl U3MEHEHMS ANacTONMYeCKom GyHKLIMM MUOKapaa neBoro xenyaoyka (J1X), ymeHbluerue no-
ka3aTens Bknaga nesoro npegcepaus (11M) B guactony JIX 1 yBenvyeHvie nepeaHe-3aaHero pasmepa JIr.

Y 6onbHbIx | rpynnbl coxpaHeHue CP B TedeHre 6 Mec cnocobCTBOBaO LOCTOBEPHOMY ¥ 3HAYMMOMY YMEHBLUEHMIO BPEMEHM M30BOMIOMIYECKOro paccnabnequs (BIP) ¢ 103,4+1,01 mcek
10 96,4+1,1 mcek (p=0,02) 11 3Ha41TENBHOMY YMEHBLLEHNIO NepefHe-3aaHero pasmepa J1M ao 36,1+3,8 MM (p=0,03). JocTkeHve Lienesbix 3Ha4qeHnin DKC y naumeHTos | rpynnsl cro-
CobCTBOBANO BOCCTAHOBIEHMIO ANACTONNYECKON yHKLMM Mrokapaa JIX (cHyxeHne BUP X ¢ 104,3%1,2 Mc 1o 97,3%1,2 Mc; p=0,03), Ho He Bausno Ha pasmep JM (44,1£3,1 MM 1
43,5%3,0 MM, COOTBETCTBEHHO). /3MEHEHVe MHOTPOMHOM (hyHKLMM Npeacepamnin Habniofdanock Tonbko y naveHTos | rpynnbl, 8o |l rpynne GonbHbix Bknag /1M B guactony JIX goctoep-
HO He M3MeHUNCA.

3aknioueHme. CoxpaHeH1e CUHYCOBOro pUTMa B TedeHye 6 Mec niedeHis ammofapoHoM y bonbHbix MBC ¢ nepcnctnpytolien dopmoit O cnocobcrBoBano yMeHblueHwio pa3mepa J1M, Boc-
CTAHOBMEHMIO €70 COKPATUMOCTI 1 YNYYLIEHWIO MoKa3aTenemn Anactonmnieckon hyHKumm Mrokapaa JIK. Joctrxerve yenesbix 3HaqeHnin YKC Ha NpoTsixeHn 6 Mec neyeHuns Gruconpono-
I0M CNOCcobCTBOBANO YAYYLLEHWIO MoKa3aTenemn Anactonnyeckon hyHKLmm Mnokapaa JIXK, Ho He BNISNO Ha pa3Mep 1 COKpaTUTenbHylo dyHKLmio J1TT.

KntoyeBble cnoBa: hrbpunnsLms npencepamni, cokpaturensHas hyHKLMS cepaua, Bbloop TakTuku neyeris O, apuTMoreHHoe pemMogennpoBaxie
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AF treatment and myocardial contractile function / Jleyenne ®I1 v cokpatntesibHas yHKUNAI MUOKAPp[a

Concept of deterioration of myocardial contrac-
tile function under long-term intake of antiarrhyth-
mic drugs may be regarded as one of the myths of
modern cardiology. Multiply references to negative
influence of majority of antiarrhythmic drugs on my-
ocardial inotropic function are speculative. Studies
on estimation of influence of arrhythmia treatment
strategy on myocardial contractile function are almost
absent.

Atrial fibrillation (AF) is on of the most common
heart rhythm disturbances in daily clinical practice.
AF onset is accompanied by significant subjective
symptoms and leads to poor quality of life. AF pres-
ence is associated with nearly two-fold mortality in-
cidence rate increase predominantly due to stroke
occurrence and chronic heart failure (CHF) pro-
gression [1].

There are two main medical AF treatment ap-
proaches: cardiac rhythm control and ventricular rate
(VR) control [2]. Benefits of VR control tactics are
good tolerability and lower incidence of side effects.
The drawback of such treatment is a maintenance of
arrhythmia symptoms. Sinus rhythm (SR) restoration
and retention allows to decrease arrhythmia-asso-
ciated symptoms, prevents arrhythmogenic my-
ocardial remodeling, reduces risk of thromboembolic
complications. However treatment efficacy of majority
of antiarrhythmic drugs remains to be very low, while
risk of side effects rather high.

Although numerous large-scale randomized tri-
als (PIAF, AFFIRM, RACE, STAF, HOT CAFE, AF CHF)
have not revealed prognostic advantage of any of
these tactics [3-8], strategy for VR control is rec-
ommended as first line therapy for all the AF patients.
Antiarrhythmic drugs prescription is only recom-
mended in patients with severe arrhythmia symp-
toms [2].

However recently pursued experimental and
clinical studies demonstrate that arrhythmogenic atri-
al remodeling occurs at frequent and long-term AF
paroxysms [9]. In this case prescription of highly ef-
fective antiarrhythmic drugs allows to prevent CHF
in AF patients which means the improvement of their
survival prognosis.

The aim of the study: to estimate dynamics of my-
ocardial contractile function in patients with is-
chemic heart disease (IHD) and persistent AF com-
pared among those treated with amiodarone 200 mg
daily and with bisoprolol 5 mg daily.

Material and methods

Atotal of 47 IHD patients with persistent AF were
enrolled into an open-label randomized study. The
inclusion criteria were AF paroxysms of not less than

OOHUM VX CYLLLeCTBYIOLLMX MU(OB COBPEMEHHOM Kapamno-
NOTUY MOXHO CHMTaTb yoexxeHVe GOMbLUMHCTBA KITMHULMCTOB,
YTO ANINTENBbHOE Ha3Ha4YeH e aHTUapUTMINYECKMX NpenapaTos
yXy[LlaeT COCTOsAHME COKPATUTENbHOW (DYHKLMM MWOKapPAa.
MHorokpaTtHble YNOMWHAHWA B NUTEPAType O HEeraTMBHOM
BINSHMI OONBLUMHCTBA aHTUAPUTMIMHECKLX MPEnapaToB Ha VHOT-
POMHYI0 QYHKLMIO M/OKapAa AenatoTcs rmnoretudecku. Mpak-
TUYECKM HeT paboT MO M3YYEHNIO BIVSIHWS CTPATEMN NTeYeHus
APUTMUM Ha COKPATUTENBbHYIO (PYHKLMIO CepALLa.

Oubpunnaums npeacepaun (Or1) — Havbonee pacnpo-
CTPaHEeHHOe HapyLUeHWe Cepe4Horo putMa, BCrpedatoLLieecs
B KIMHU4eckom npakTuike. MossneHne Ol conpoBOXXAaeTCs Bbl-
PaXkeHHbIMW CYOBEKTMBHBIMU PacCTPOMCTBAMM U BEOET K YXy[-
LIeHWMIO KayecTBa Xu3Hu. Hanudue y naumento OI1 acco-
LMMpyeTcs C NpubnmusnTenbHO ABYKPATHLIM yBeNUYeHUEM
CMepPTHOCTU, B 3HAYUTENbHOW CTerneHW 0DyCNOBEHHOM pa3-
BUTMEM WHCYNbTa W NPOrpeccMpoBaHmMeEM XPOHMUYECKOW cep-
Je4Hon HegoctatouHocTn (XCH) [1].

CyLLecTBYIOT Ba OCHOBHbIX MeVKaMeHTO3HbIX Hanpase-
HWS B neveHnm 6onbHbIx ¢ OI: KOHTPOIb PUTMA 1 KOHTPOSb Ya-
CTOTbI XeNyAo4KoBbIX cokpalleHuin (YKC) [2]. K npenmyLle-
CTBaM TakTUKU KoHTpons Y2KC npu OI1 oTHOCATCA XopoLLUas ne-
PEHOCMMOCTb NPENapPaToOB U MeHbLLIas 4acToTa NOOOYHbIX 3ch-
(ekToB. HefocTtaTKoM Takow TakTUKM NIeYeHUs ABASETCS CO-
XPaHeHMe CMNTOMOB apUTMUK. BocCTaHOBREHME U yaep>Ka-
HWe cnHycoBoro putMa (CP) y naumeHToB ¢ @I no3sonser
YMEHbLUWTL CUMMTOMbI apUTMUK, NPeaynpexaaeTr passuime
APUTMOreHHOIO PEMOLENMPOBaHMA MOKAPAa, CHUXAET PUCK
nosBRNeHNs TPoMB0IMOoNMYECKMX OCNOXHEHNN. OaHaKo -
(DeKTUBHOCTb NedYeHUs NMpY HazHavYeHNN OONbLUVMHCTBA aHTU-
APUTMUHECKMX MPEMNAPaTOB OCTAETCA O4EHb HU3KOW, @ PUCK pas3-
BUTUSA NOOOYHBIX 3HPEKTOB — [LOCTATOHHO BbICOKMM.

HecMOTps Ha TO, 4TO B MHOMOYMUCIEHHbIX, KPYMHbIX PaHLO-
MW3MPOBaHHbIX nccnenosaHusx (PIAF, AFFIRM, RACE, STAF, HOT
CAFE, AF CHF) He ObIno BbISBNEHO MPOrHOCTUYECKOrO Mpe-
MMYLLLECTBA O[HOW TaKTUKW NedeHns Hag apyron [3-8], ctpa-
Terna kKoHTponsa YXXKC pekoMeHAoBaHa Kak Tepanis nepBom nn-
HUWM N neveHns Bcex naumentos ¢ O, HazHaveHve aHTU-
APUTMUYECKMX NPenapaToB OPULIMANLEHO PEKOMEHL0BAHO
TONbKO TeM OOMbHbBIM, Y KOTOPbIX UMEETCS BbIPaXKEHHbIE CUMI-
TOMbl apuTMuUK [2].

OpHako, pe3yssratel 3KCNePUMEHTANbHbIX U KITMHUYECKX
MNCCNefOBaHNI, NPOBeAeHHbIE B MOCTIeAHWE MOAbl, LOKA3bIBAIOT,
4TO apPUTMOrEHHOE PEMOLENMPOBaHME NPeACePANV BO3HKAET
NPV NOSBMAEHNIN YaCTbIX 1 ANUTENbHbIX Napokcnamos O [9].
B Takom cfiy4ae, HazHavyeHme aHTMapUTMUYeCKMX NpenapaTos
C BbICOKOW 3 EKTUBHOCTHIO MO3BOMSET NPEAOTBPATUTL Pa3-
BUTME XCH y 6onbHbIx ¢ DI, a 3Ha4MT, yny4dLlaeT NporHo3 1x
BbIKMBAEMOCTU.

Llenb nccnenoBaHvs: M3y4uTb M3MEHeHe COKPATUTENTbHOM
dyHKUMM MUOKapAa Yy bonbHbIx MIBC ¢ nepcnctipytoLen dop-
mMow O npu neYeHMn amMmogapoHoM B fose 200 mr/cyT B
CpaBHEHWW C Tepanuer BUCONPONONoM B 03e 5 Mr/cyT.
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AF treatment and myocardial contractile function / Jleyenne ®I1 v cokpatutesibHas yHKUNSI MUOKap[a

48 hours of duration affirmed by ECG or Holter mon-
itoring. The exclusion criteria were the follows: sick
sinus syndrome, AV block of II-1ll degree, long QT syn-
drome, Wolff-Parkinson-White syndrome, Brugada
syndrome; history of myocardial infarction; acute coro-
nary syndrome; chronic heart failure of 11B-1ll degree
by N.D. Stragesko-V.Ch. Vasilenko classification or
New York Heart Association (NYHA) functional
classes IlI-1V; inflammatory heart diseases: endo-
carditis, pericarditis, myocarditis; rheumatic and
congenital heart diseases; chronic obstructive lung
diseases; severe kidney and liver diseases; anemia,
obesity of Il degree, any thyroid dysfunction and on-
cological diseases. All patients had signed informed
consent. The study protocol was approved by the lo-
cal ethics committee.

Sinus rhythm was restored during the first 24
hours of hospitalization in all of the patients. To stop
AF paroxysm intravenous infusion of amiodarone
was used in 42 (89%) patients. In 2 (11%) patients
SR has been restored spontaneously. After sinus
rhythm restoration the patients were randomly al-
located to two groups receiving either amiodarone
200 mg daily during 6 months for SR maintenance
(group 1) or bisoprolol 5 mg daily for VR control
(group 2).

All patients kept a diary with daily registration
of their complaints, heart rate and blood pressure.
Every 30 days the patients underwent general
clinical examination with analysis of their complaints
and objective status. Antiarrhythmic treatment
efficacy was evaluated by 24-hour ECG monitor-
ing after 7 days, 3 and 6 months from the start of
the treatment.

To estimate myocardial inotropic function
steady-state radionuclide ventriculography
(RVG) was carried out in all of the patients. The
primary assessment was performed in all the pa-
tients during the first 24 hours after SR restora-
tion, the second one was performed in those
who maintained SR after 6 months of the treat-
ment. The information was registered by the
gamma camera BASICAM (“Siemens”, Ger-
many) and with the help of domestic system of
data collection and processing by the “Rada
Gold+" company.

To evaluate the main characteristics of systolic and
diastolic functions of left (LV) and right ventricles (RV)
the following indices were examined: the ejection frac-
tion (EF), the filling fraction at 1/3 of diastole, the
ejection fraction at 1/3 of systole, maximal ejection
velocity, mean ejection velocity, maximal filling ve-
locity, end diastolic volume (EDV), end systolic vol-
ume (ESV), stroke output (SO), atrium contribution

MaTepunan n meToabl

B paHOOMM3MPOBaHHOE OTKPbITOE NCCNefoBaHMe BKITIOYe-
Ho 47 naupeHTos ¢ IBC 1 nepcnctmpyioLen popmont Orl. Kpu-
TepueM BKIIIOYEHMS NALMEHTOB B UCCNeaoBaHMe Obino Hanu-
Yyre LOKYyMEHTMPOBaHHOro napokcnama P npogomkmTens-
HOCTbIO He Oonee 48 Yac, NOATBEPXKAEHHOIrO NP 3MeKTPO-
KapaunorpaduyieckoM mnccnegosaru (3K mam MoHUTOpU-
posaHuK SKI no Xonrepy.

Kputepnm UckntoHeHWs: cMHOpPOM cnabocT CUHYCOBOIO Y313,
aTpUOBEHTPUKYNsApHas Onokada -1l crteneHn, cMHAPOMbI
OnnHHoro HTepBana QT, Bonbda-lMapkmnHcoHa-YauTa, bpyraabl;
MHMAPKT M1OKapAa B aHAMHe3e; OCTPbIN KOPOHAPHbIVI CUHLAPOM,;
Hann4me XPOoHWYeckon ceppedyHom HepoctatodHocTu 11B-111
ctagmm no knaccngukaumm H.I. Ctpaxecko-B.X. BacuneHko
mnu 111-1V yHKLMOHAaNbHOro Knacca no knaccngurkaumm Hoto-
I7Iop|<cn<017| accoumaumm cepgua (NYHA); BocnanutenbHble
3aboneBaHWs cepaua: SHAOKaPANTbI, NeEPUKAPANTBI, MUOKAP-
ONTbl; PEBMATNYECKME 1 BPOXKOEHHbIE MOPOKM CepaLa; Xpo-
HUYecke obCTPYKTVBHbIE 3ab0eBaHMsA Nerkunx; Taxxenas na-
TONOrMA NoYek, NeveHr; aHeMmm, oxvpeHue Il crenenun; mo-
Oble HapyLUeHMs PYHKLN LTOBMAHOM Xene3bl 1 OHKOMOM -
Yeckue 3aboneBaHus. Bce naumeHTbl nognucanv obposonb-
HOE MHMOPMUPOBAHHOE COrfache Ha yHacTme B UCCIELOBAHNN.
MpoToKon nccnenoBaHs Obin 0A0OPEH NoKanbHbIM 3TUHECKUM
KOMUTETOM.

Bcem 6onbHbIM CP Obifl BOCCTAHOBIEH B TEHEHE NMepBbIX CyT
OT MOMeHTa rocnuTanm3aumn. ns kynmposaHms napokcmsma Ol
42 (89%) naumeHTam HasHa4anacb BHYTPUBEHHAs MHMY3Ms
amumogapoHa, y 2 (11%) bonbHbix CP BOCCTAHOBWCH CAMO-
crosTenbHo. MNocne BocctaHoBneHMs CP naLyeHTbl Obinn paH-
JOMM3MPOBaHbI Ha 2 rpynnbl: NaLWeHTb! | rpynnbl s COXPaHEHMS
CP B TeyeHKe NoceayoLLmX 6 Mec NPUHUMaN aMmoaapoH (Kop-
JapoH Tabnetku, CaHour) 200 mr/cyT, 6onbHbIM || Fpynnb! Ans
KoHTpons YXKC ObIn Ha3zHayeH Brconponon B 4o3e 5 Mr/cyT.

Bce nawwmeHTbl Ben IHEBHMK, B KOTOPOM eXefHEBHO OTMeHani
%anobbl, YacToTy Nynbca 1 apTepuarnsHoe aasneHve. Kaxaple 30
IIHel 6ombHble NpoXoAMIv obLLee KNMHUYeckoe obcrefoBaHwe,
KOTOpOe BKJIt04ano cbop >anob, oLeHKy 0ObeKTUBHOTIO CTaTy-
ca bonbHoro. SMHEKTUBHOCTL aHTUAPUTMINYECKOM Tepanunm
OLleHMBanach NpY NPoBeOEHNM CYTOYHOTO MOHUTOPMPOBaHUA SKI
yepes 7 OHen, 3 1 6 MeC OT Hayana neveHns.

[Nt OLeHKM MHOTPOMHOM (hYHKLMN M1MOKapaa BceM Oonb-
HbIM MPOBOAMNACh PABHOBECHA PAAVOHYKIMAHAA BEHTPU-
kynorpacdusa (PPBI). MepeuyHoe nccnenoBaHmne ObiNo Bbl-
NOSIHEeHO BCeM BOMbHbIM B NEPBbIe CYT NOCe BOCCTAHOBNEHNS
CMHYCOBOIO p1UTMa, MOBTOPHOE UCCIIefoBaHMe MPOBOAMIOCH
naLMeHTaM, COXPaHMBLLMM CYHYCOBBIV PUTM Yepes 6 MecC fieve-
H1A. VIHpOopMaLLMs perncTpmpoBanach C MOMOLLBIO raMMa-Ka-
mepbl BASICAM (durpma «Siemens», OPT) 1 oTe4eCTBEHHOM CU-
cTeMbl cOopa 1 06paboTKM AaHHbIX GUPMbI «Paga fona+».

[lna onpeneneHns OCHOBHbIX XapakKTePUCTUK CUCTONINHECKON
1 Omactonnyeckon hyHkumm nesoro (J1X) n npasoro xeny-
noukoB (MX) nccnegosanncs cnefdyroLlme nokasatenu: pak-
ums Bbibpoca (PB), HanonHeHve 3a 1/3 amacronsl, BbIOpPOC 3a
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AF treatment and myocardial contractile function / Jleyenne ®I1 u cokpatntesibHas yHKUNA MUOKap[a

to LV diastole; we also revealed hypokinetic, akinetic
and asynchronous zones with graphic presentation
of scintigrams.

All the enrolled patients underwent echocar-
diographic examination on the «Siemens» system
(3.74 MHz probe) during the first 24 hours af-
ter SR restoration and after 6 months of treatment.
At that dimensions of cardiac chambers, valves
and intracardiac structures state, indices of my-
ocardial contractile function were estimated. Di-
astolic function was assesses by the following
Doppler echocardiography parameters: early
maximum diastolic filling velocity (E peak, m/s),
maximum atrial diastolic filling velocity (A peak,
m/s), E/A ratio and isovolumic relaxation time
(IVRT).

The results were processed by the Statistica 6.0
program. Quantitative values were described as
arithmetic mean M and its standard deviation *o.
Statistical analysis was performed using nonparametric
Mann-Whitney test. Results were considered sig-
nificant at p<0.05, which agrees with criteria used
in medical and biological studies.

Results

Clinical characteristics of the patients are presented
in Table 1.

Analyzed groups were matched by age, gender,
severity of IHD, arterial hypertension, CHF and ar-
rhythmia duration.

1/3 cuctonbl, MakCMMaribHas CKOPOCTb U3THaHWMA, CPefHAA CKO-
POCTb U3THaHMA, MakCMManbHas CKOPOCTb HAMOMHEHMUS, KO-
HeYHbI Aractonuyeckmui obbem (KLO), KOHEYHbI cucTonm-
yecknn obbem (KCO), yoapHbii 0b6bem (YO), Bknag npen-
cepams, a Takxke BbISIBNANCD 30HbI TMNO-, akKMHE3NWN, aCUH-
XPOHNN C rpachnHeckM 1300paxKeHNeM CLUMHTATPAMM.

Sxokapanorpadus (3xo-KI) Ha annapate «Siemens» (fep-
MaHWs), AaT4MKOM C YactoTon 3,74 MIL, Obina nposeaeHa Bcem
OOMbHbIM, BKIOYEHHBIM B UCCNEAOBaHME B MepBble CyTKM
nocne BOCCTaHOBMEHWS CUHYCOBOIO PUTMa 1 Hepes 6 Mec nede-
Hus. Mpy 3ToM onpefenanyce pa3Mepbl Kamep CepAaLa, oLe-
HMBANOCh COCTOSIHIME KNanaHHOro anmnaparta, BHyTprcepaeyHbIX
CTPYKTYp, MoKasaTeny COKpaTUTeNbHOW CroCcoOHOCTM MUO-
Kapga. Anacronuyeckyio yHKLMIO cepaLa n3y4anu, UCnonb-
3ys gjonneporpadmio, No MakC1ManbHOW CKOPOCTW PaHHEro Ama-
CTONMYECKOro HanonHeHNs (MK E, M/c), MakcMManbHoM CKo-
POCTW NpeficepAHOro AMACTONMYECKOro HanonHeHus (vk A,
M/C), nx otHoLeHwio (E/A) 1 BpeMeHU 130BOMIOMIUHECKOTO pac-
cnabnexus (BUP).

CratucTdeckas obpaboTka nonyYeHHbIX Pe3ynsTaToB Mpo-
BOOMNACh Ha NepPCOHAaNbHOM KOMIMbloTepe C MOMOLLbIO MPo-
rpammbl Statistica 6.0. LindpoBbie pe3ynsraTel ONWChIBANMCH C
MoMOLLbIO CpeaHen apudmeTndeckon M 1 ee cpeaHe-KBaj-
pPaTNYeCKOro OTKNOHeHUs *£o. CTaTUCTUYeCKUI aHanm3 npo-
BOOMIICS C MCMONb30BaHNEM HENAPaAMETPUHECKOro KpUTepns
MaHHa-YUTHW. [JoCTOBEPHbIMW CHUTANV pe3ynsraT CTaTUCTu-
YeCKNX NCCNefoBaHNA NPY BEPOATHOCTM owwnbkm p<0,05, 4to
COOTBETCTBYET KPUTEPUAM, MPUHSATLIM B MEAMKO-Omonornye-
CKNX UCCNefOoBaHUSIX.

Table 1. Clinical and demographic characteristics of the patients of groups 1 and 2
Tabnuua 1. KnuHuko-gemorpaduyeckas xapaktepuctnka 6onbHbix | v Il rpynn

Parameter / Mapametp Group 1 /lrpynna  Group 2 /Il rpynna
Number of patients / Kon4ecTso naumenTos, n 25 22
Mean age, years / CpefHui1 BO3pacT, f1eT 56.7+7.7 59.9+8.7
Men / MyxduHl, n (%) 5(20%) 4(18.2%)
Women / XeHuwpHbl, n (%) 20 (80%) 18(81.8%)
IHD / M6C

Angina pectoris FC 1l / CreHokapaus Hanpsixerus 1| K, n (%) 11(44%) 10(45.5%)
Angina pectoris FC Il / CreHokapaus Hanpsixerus [l OK, n (%) 14(56%) 12(54.5%)
Arterial hypertension / AptepuansHas runeptoris, n (%) 21(84%) 19(86%)
1 degree / 1 crenenb, n (%) 5(20%) 4(18%)
2 degree / 2 crenetb, n (%) 12 (48%) 10(45%)
3 degree / 3 crenenb, n (%) 4(16%) 5(23%)
CHF / XCH

NYHAFCI /I DK NYHA, n (%) 10(40%) 9(41%)
NYHAFCII /1l DK NYHA, n (%) 15(60%) 13(59%)
AF duration, years / AnutenbHocTb cyllectsoarms O, net 5.0£4.91 5.05+£4.78
Last paroxysm duration, hours

[pOLOMKNTENEHOCTE MOCEAHEr0 NapokCM3ma, Yackl 8.5£3.1 7.843.2

p>0.05 for all the indices

IHD - ischemic heart disease, CHF — chronic heart failure, FC - functional class, AF - atrial fibrillation

p>0,05 ans Bcex nokasareney

MBC - nwemmnyeckas bonesHb cepaua; OK — dyHKUOHaNbHbIM knacc; XCH — XpoHnyeckas cepeyHas HefoctatoqHocTs; O — drbpunnsums npeacepamni
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Mean duration of the last AF paroxysm was
8.5%+3.1 (from 4 to 18) hours in the first group of
patients and 7.8+3.2 hours in the second one.

Echocardiography revealed normal initial LV EF, LV
EDV and LV ESV in the patients of the both groups
(Table 2). Intergroup distinctions in these baseline
parameters were insignificant.

Patients of the both groups had enlarged left atri-
um (LA) anterior-posterior dimension, at that sig-
nificant distinctions between the groups were absent.
All the enrolled patients had LV diastolic dysfunction:
delayed early diastolic filling velocity (decrease in E/A
ratio <1.0) and increase in LV IVRT (>100 ms). Mean
values of this parameter were comparable in the both
groups.

RVG demonstrated changes in the LV diastolic
function in patients of the both groups during the first
24 hours after SR restoration, which included re-
duction in the maximal filling velocity and the filling
fraction at 1/3 of diastole. Significant distinctions be-
tween the groups were absent (Table 3).

LA contribution to LV diastole was decreased sig-
nificantly during the first 24 hours after SR restora-
tion: 15.9£4.7% in the patients of group 1 and
16.7£4.1% in the patients of group 2, what reflected
significant loss of the LA contractile function.

17 (68%) patients of the first group have main-
tained SR after 6 months of the treatment, 8 (32%)
patients had frequent AF episodes what was the rea-
son for change of therapy tactics and exclusion of
these patients from the study. 17 (77%) of the sec-
ond group patients treated with bisoprolol 5 mg dai-
ly had achieved target VR values, in 4 (18%) patients
of group 2 prescription of combined therapy for tar-

Pe3ynbTtaThl

KnuHuyeckas XxapakTepucTnka OonbHbIX NpefcTaBleHa
BTabn. 1.

Vccnenyemble rpynnbl by CONOCTaBMMbI MO BO3PaCTy, Mony,
Taxxect IBC, Al XCH 1 onntenbHOCTU CyLLIECTBOBAHMS apUTMUN.

MpoLomKMTeNbHOCTb NoceaHero napokcnsmMa Pl Haxo-
aunacb B npefenax or 4 0o 18 4ac 1 coctaBuna B CpegHem
8,5%3,1 vacy naumeHTos | rpynnbl n 7,8%3,2 Yac Bo |l rpynne.

MNpw npoBefeHUK 3xokapanorpadum B Havane nccnepno-
BaHMs ObINO YCTaHOBMEHO, HTO BCe BONbHbIE CPAaBHVBAEMbIX
rpynn MMenu HopmMasbHble MCXoAHble 3HaveHns OB JIK, KOO
JDK 1 KCO JIXK (1abn. 2). Mexrpynnosble pasnmymns no gaH-
HbIM NCXOOHbIM MOKa3aTeNfgM OblN He3HAYMMBbI.

B I v Il rpynnax OonbHbIX OTMEYanoch yBenmyeHue nepea-
He-3aaHero pa3mepa nesoro npeacepans (J1M), npy 3Tom 3Haum-
MbIX Pa3nnunn Mexay rpynnamm BbisBNEHO He Obino. Y Bcex
NaLMEHTOB, BKITIOYEHHbIX B UCCeloBaHMe, bl ANarHoCTM-
POBaHbl HapyLUeHWUs AMACTONMYeCKOU (YHKUUM MMOKapaa
JIX B BUAe 3aMeneHms 3anonHeHns JIK B paHHIoo gractony
(ymeHbLeHWe nHaekca E/A meHee 1,0) 1 yBenudeHus BpeMeHu
n30BolOMUYeckoro pacciabnexms JK (BWP Gonee 100
mcek). CpefiHVe 3Ha4YeHNs noka3saTtens Obl CONoCTaBUMbI Y
naumeHToB obenx rpynn.

Mpwv nposeneHvn PPBIy naumeHTos | v |l rpynnbl B nepsble
CYyT Nocne BoccTaHoBreHNs CP oOHapy>XeHbl M3MeHeHWs Aua-
cTonnyeckor yHKLMM Mrokapda JIK B BUAE yMeHbLUeHWs No-
KasaTenen MakCVIManbHOW CKOPOCT HAaNOMHEHWS 1 HAaNOoMHe-
Hua 3a 1/3 gmnactonbl JK, 3HaYMMbIX Pa3nvHmii Mexay rpyn-
namu He 6bino (Tabn. 3).

B nepBble cyTkM nocrne BoccTaHoBneHns CP Obino anarHo-
CTMPOBAHO 3HAYUTENBbHOE YMEHbLLEHMe NokasaTens Bknaga J1Ml
B ouacrony JIK: 15,9%+4,7% y naumeHToB | rpynnsl v
16,7%4,1% Bo |l rpynne, 4T0 OTpakaeT 3HaYUTENBHOE CHUXEHVEe
cokpatuTenbHowm dyHKLmm JTT1.

Table 2. Dynamics of echocardiographic parameters in the patients of groups 1 and 2
Tabnuua 2. AnHamurKa nokasaTtenemn sxokapamorpadum y 6onbHbix | v 1l rpynn

Parameter / Mapametp

Group 1 /I rpynna

Group 2 / Il rpynna

n=25 n=22

Initially 6 months later Initially 6 months later

WNcxopgHo Yepes 6 mec WNcxogHo Yepes 6 mec
LV EF / OB JTX, % 65.0+4.5 66.1+4.6 63.1+7.3 63.7+6.7
LV EDV, ml / KO JIX, mn 108.1+28.5 107.6£27.1 114.1£30.3 110.4+28.4
LV ESV, ml / KCO JIX, mn 37.1£8.5 36.8£7.8 413+14.8 39.6£13.6
LV MMI, g/m?2 / UMM JIX, r/m? 113.4£17.2 112.5£15.7 119.5£23.2 111.4£21.7
LA anterior-posterior dimension, mm
MepenHe-3anHnn pasmep JM, Mm 43.8+£4.0 36.1+3.8*% 44.1£3.1 43.5£3.0
E/A 0.8+0.13 0.9£0.15 0.7£0.18 0.8£0.16
[VRT, ms / BIAP, mc 103.4+1.01 96.4£1.1* 104.3£1.2 97.3£1.2*

*p<0.05 in comparison with initial value in the same group
*p<0,05 N0 CpaBHEHMIO C NCXOAHBIM 3Ha4eHVeM B TOiA Xe rpynne

JIN - neBoe npencepave; BVP — Bpems 130BONIOMU4ECKOr0 pacciabneHns

EF - ejection fraction, LV - left ventricle, EDV - end diastolic volume, ESV - end systolic volume, MMI — myocardial mass index, LA - left atrium, IVRT - isovolumic relaxation time

®B - dpakuys BbIbpoca; JIX — nesbit xenyaotek; KOO — koHeuHbIn anactonnyeckmin oobem; KCO ~ KoHeYHbIA cuctonnyeckiin obbem; MMM — MHAEKC Macchl MMOKapaa;
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Table 3. Dynamics of RVG indices in the patients of groups 1 and 2
Tabnuua 3. AnHamuka nokasatenen PPBIy 6onbHbIX | 1 Il rpynn

Parameter / Mapametp

Group 1 /I rpynna

Group 2 / Il rpynna

n=25

Initially 6 months later Initially 6 months later

WcxopHo Yepes 6 mec WcxopHo Yepes 6 mec
HR per min / YCC, ya/MuH 68.2+£10.4 70.4+8.4 72.8£11.2 72.4+£10.6
LV EF / ®B X, % 63.3+8.3 63.23+7.7 67.8+5.6 66.9£4.5
Atrium contribution to ventricle diastole
Bknap npencepavs B Anactony Xenyao4kos, % 15.9+4.7 21.53+6.6* 16.7£4.1 17.4+4.4
Filling fraction at 1/3 of diastole
HanonHerue 3a 1/3 auactonsl, % 20.92£8.1 27.17£9.7* 213179 28.5+11.1*
Ejection fraction at 1/3 of systole
Bbibpoc3a 1/3 cuctonsl, % 19.8+£7.8 20.2+7.6 20.6+8.5 21.2+£7.9
Maximal filling velocity, % /s
MakcumanbHas CkopoCTb HanonHeHus, % /¢ 2214711 250.7+76.5* 238.8+68.6 254.3+68.4*
Maximal ejection velocity, % /s
MakcumanbHas ckopocTb V3rHaHus, % /C 316.9£46.3 310.4£72.7 330.1£48.1 340.3£36.2
Mean ejection velocity, % /s
CpepnHAa ckopoCTb M3rHaHmua, % /c 167.8+32.4 158.9+31.1 178.1+£20.3 184.6+37.4

*p<0.05 in comparison with initial value in the same group
HR - heart rate, EF - ejection fraction, LV - left ventricle
*p<0,05 o cpaBHEHMIO C MCXORHbIM 3HA4EHEM B TO Xe rpynne

YCC - yacToTa cepaeyHbIx cokpatleruin; OB — dpakums Bbiopoca; JTX - nesbin Xenyao4ek

get VR achievement was required, which also was
the criterion of exclusion from the study. Myocardial
contractile function was estimated repeatedly in 17
(68%) rhythm-controlled patients who have main-
tained SR after 6 months of the treatment and in 17
(77%) rate-controlled patients who have achieved
target VR values.

Repeated echocardiography revealed significant
improvement in the myocardial diastolic function in-
dices in all the patients (Table 2). Maintenance of SR
for 6 months at amiodarone 200 mg/day treatment
promoted significant IVRT decrease from 103.4%1.01
ms to 96.4+1.1 ms (p=0.02) and significant re-
duction in LA anterior-posterior dimension up to
36.1£3.8 mm (p=0.03).

Target VR achievement promoted restoration of
diastolic function in the second group patients but
did not influence LA size. After 6 months of the biso-
prolol treatment the patients of group 2 revealed sig-
nificant IVRT decrease from 104.3%£1.2 ms to
97.3£1.2 ms (p=0.03). Anterior-posterior LA di-
mension did not change significantly and made up
44.1+3.1 mmand 43.5+3.0 mm, respectively.

Repeated RVG demonstrated improvement in
LV diastolic function parameters in the both groups
(Table 3).

SR maintenance at 6-month amiodarone intake
promoted improvement of the LV inotropic function
as significant increase in the maximal LV filling ve-
locity from 221.4£71.1 % /st0 250.7£76.5 %/s

Yepes 6 Mec nedveHnsa ammomjapoHom CP yoepxanu 17
(68%) naumenToB | rpynnbl, y 8 (32%) 605bHbIX Habno-
Janncb Yacrble anmsofbl Or1, 4To NOCAYXXNN0 NPUYNHOM 13-
MEHeHWNS TakTUKN NeYeHNs 1 NCKITIIoYeHMS UX U3 nccneno-
BaHUA. Llenesble 3HavyeHms YXKC gocturnmn 17 (77%) naum-
eHToB |l rpynnbl, KOTopble NMonyvany duconponon B gose 5
Mr/cyT, y 4 (18%) OonbHbIX ANs AOCTUXEHWUS LeNeBbIX
3HaveHun YKC notpeboBanocb HasHaveHne KOMOMHUPO-
BaHHOW Tepanum, 4TO TakxKe ObINo KPUTEPUEM UCKITIOHYEHMS
naLMeHToB M3 nccnenoBaHna. CokpatutensHas yHKLMA MUO-
Kapda Oblna oueHeHa NoBTopHO Y 17 (68%) GonbHbIX | rpyn-
Mbl, coxpaHnaLLnx CP yepes 6 mec nederHua ny 17 (77%) na-
uMeHToB |l rpynnbl, KOTOpble LOCTUMN LIeN1eBbIX 3HaYeHUI
YXC.

Mpwn noBTopHOW 2X0-KI 0BHapy>XeHO OO0CTOBEpHOE U
3Ha4YMMOe yayyLUeHMe NokasaTtenen AMactonM4eckon yHKLMM
MmoKapaa y BCex nauyeHTos (1abn. 2). Y 6onbHbIX | rpynnbl co-
XpaHeHue CP B Te4eHMe 6 MeC fle4eHnss aMUOLAaPOHOM B 03€
200 mMr/cyt cnocobCTBOBaNoO LOCTOBEPHOMY M 3HA4YMMOMY
ymMeHbLueHunio BUP ¢ 103,4+1,01 mcek o 96,4+1,1 mMcek
(p=0,02) 1 3Ha4NTENBHOMY YMEHbBLIEHWIO NepeaHe-3aHEero
pa3mepa JIM go 36,1+3,8 mm (p=0,03).

HoctxeHune uenesbix 3HadeHMn YKC y naumeHTos Il rpyn-
Mbl CNOCOOCTBOBANO BOCCTAHOBJIEHWIO ANACTONMYECKON (hYHK-
umu mrokapga JIK, Ho He Bnnano Ha pasmep J1IM. Yepes 6 mec
neyeHust brconpononom Bo Il rpynne naumeHToB HabnoAanoch
[0OCTOBEPHOE 1 3Ha4YMMoe ymMeHbLueHve BUP K ¢ 104,3+1,2
Mc o 97,3%1,2 mc (p=0,03), nepenHe-3agHuii pasmep J1rl
OOCTOBEPHO He M3MeHunca n coctasun 44,1£3,1 Mmm U
43,5%3,0 MM, COOTBETCTBEHHO.
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(p=0.03) and the filling fraction at 1/3 LV diastole
from 20.92+8.1 % to 27.17£9.7 % (p=0.04).
Repeated RVG in the second group of patients
showed similar results. Target VR achievement also
promoted improvement of the LV diastolic parame-
ters even if AF paroxysms occurred.

Only group 1 patients demonstrated atrial in-
otropic function restoration, as LA contribution to LV
diastole increased significantly from 15.9+4.7% to
21.53%6.6% (p=0.04). In the second group patients
LA contribution to LV diastole did not change sig-
nificantly and was 17.4%4.4% after 6 months of the
treatment. These results confirm that restoration of
atrial contractile function is only possible in case of
long-term SR maintenance, strategy of VR control
does not improve parameters of atrial inotropic
function.

Discussion

At the beginning of the study using echocar-
diographic and RVG examinations we had revealed
LA dilation and decreased atrial contribution to LV
diastole. As the assessment of myocardial in-
otropic function was performed in the first 24 hours
after SR restoration we estimated revealed changes
as evidence of arrhythmogenic cardiomyopathy. The
crucial part in pathogenesis of AF onset and
maintenance belongs to alterations of atria anatom-
ic properties such as: atria and pulmonary veins di-
lation, apoptosis of atrial cardiomyocytes and in-
terstitial fibrosis. Recent experimental studies
have demonstrated increased levels of type | an-
giotensin Il receptors and of angiotensin-con-
verting enzyme in tissue of left atrium in patients
with AF [10,11]. Stimulation of type | angiotensin
Il receptors leads to a cascade of phosphorylation
reactions and activates different mitogen-acti-
vated protein kinases, which results in hypertro-
phy and apoptosis of atrial cardiomyocytes, ac-
cumulation of fibroblasts and collagen induction
[12].

Myocardial dyastolic dysfunction has been revealed
in all the patients in the first 24 hours after SR restora-
tion. This suggests that high VR during AF episode
plays a key role in LV dyastolic dysfunction devel-
opment [13].

Improvement of LV myocardial diastolic func-
tion was revealed after 6 months of the follow-up
in all the patients and was independent of AF treat-
ment strategy. Patients of the both groups demon-
strated increase in the maximal filling velocity
and the filling fraction at 1/3 of LV diastole as well
as LV IVRT reduction. Retrospective analysis of the
RACE trial has shown that maintenance of the tar-

Mpw NpoBedeHU KOHTPONbHOW PPBI™ Habntoaanocs yiy4llieHne
nokasareneu anactonnyeckon byHKLMM Mrokapaa JK B [ v Il rpyn-
ne nauyvenTos (Tabn. 3).

CoxpaHeHwne CP npu npmemMe amMrofapoHa B TedeHre 6 Mec
CNocobCTBOBAMO YNyHLLEHNIO MHOTPOMHOM dyHKLMK JTX B BUae
[OCTOBEPHOIO U 3HAYMMOTO YBENMYEHMS MaKCVIMaibHOW CKOPOCTY
HanonHeHusa JIX ¢ 221,4+71,1 %/c po 250,7£76,5 %/c
(p=0,03) n HanonHeHws 3a 1/3 amnactonsl JIK ¢ 20,92+8,1 %
1027,17%9,7 % (p=0,04). AHanorn4Hble pe3ynsratbl Obinn no-
nyYeHbl Npy NpoBeaeHu NoBTopHoM PPBT y 6onbHbIX I rpynnb.
LoctxeHne LeneBbix 3Ha4eHU YKC aaxe npvi BO3HUKHOBEHNN
napokcmamos PI1 Takxke cnocobCcTBOBaNO ynyyLLEHMIO A1acTo-
nnyeckmnx nokasatenen JIX.

BocctaHoBREHVE VHOTPOMHOM PYHKLMM Npeacepamn Ha-
6M10anock TONbKO Y NaLMEHTOB | rpymnbl B BUAE LLOCTOBEPHOMO
1 3Ha4VIMOrO YBeNnyeHnd nokasatens sknaga J1l s gracrony JIX
€15,9+4,7% 00 21,53+6,6% (p=0,04). Bo Il rpynne 60nbHbIX
Bknag J1IN B anacrony JIXXK LOCTOBEPHO HE M3MEHWNCA 1 COCTaBWN
17,4%+4,4% Yepes 6 MeC neveHus. [Nony4eHHble pesyssraTbl no3-
BONAIOT YyTBEPXAaTb, YTO BOCCTaHOBIIEHWE COKPATUTENbHOM
PyHKUMN NpeacepAnA BO3MOXHO TOMIbKO NPW YCIOBUW ANN-
TenbHOro yaepxanua CP, ctpaterus KoHTpong YKC He ynydiwa-
€T Nnokasarefien MHOTPOMHOW yHKLMM Npeacepaun.

OOGcyxaeHue

Mpw npoBeaeHun Ixo-KI 1 PPBI B Havane nccnenosaHuis 00-
Hapy>XeHo yBenndeHme nonoctu JIM v CHUXeHne nokasaTens Bkna-
na npencepaonn B anactony JIX. Tak Kak M3yyYeHMe MHOTPOMHOM
PYHKLMM MMOKapa NPOBOAMIIOCE B NepBble CyT Noc1e BOCCTa-
HoBneHus CP, BbIBNEHHbIE M3MeHeHMs Obinin pacLeHeHbl HaMn
Kak NposiBNEeHMEe «apUTMOreHHOM» Kapamommonatin. Begywimm
3BEeHOM B MaToreHese passuTna 1 nogaepxanHms O asnsiorca ns-
MEHEHMA aHAaTOMUYeCKMX CBOWCTB Mpeacepamn: Aunatauums
npencepaonn, pacluvpeHye yCTbeB NeroyHbIX BEH, anonTo3 Kap-
LVIOMUWOLIMTOB NPeACepaAUM, UHTEPCTULMANbHbIN (GUOPO3. IKC-
nepuMeHTasnbHble PaboTbl MOCNeaHMX NeT 0bHapyXunn yBe-
N4eHue | Tvna peLenTopoB aHMMOTeH3MHa Il 1 ypoBHS aHIMo-
TEeH3WH-MNpeBpaLlatoLLero pepMeHTa B TKaHW NIeBOTO Npeacepams
y naumeHtos ¢ ®I [10,11]. CTMynaumsa peLenTopoB aHrmo-
TeH3MHa |l nepBoro TMna MHULMMPYET Kackag NpoLeccos goc-
PopUNMPOBaHUA U aKTUBUPYET Pa3fnYHble MUTOreH-aKTUBM-
pyeMble NPOTEUHKIMHA3bI, YTO MPUBOLMT K TMNepTpodumn 1 anon-
TO3Y KapAMOMMOLMTOB NPeAcepamni, akkymynsaumm prbpobna-
CTOB U MHAYKUMU KonnareHa [12].

B nepBble cyT nocne BoccraHoBNeHMs CP y BCcex NaLmeHToB Obina
OMarHoCTMpOBaHa Auactonuyeckas OUCPYHKLUNA MMoKapaa.
Mo>HO nonaratb, Y4To NosiBneHKe Bbicokon YXKC Bo BpeMs 3nm-
3011a Ol UrpaeT rmaBHYIO POJb B Pa3BUTUM AMACTONMHECKON ANC-
PyHKUMM Mm1okapda JIXK [13].

Yny4LueHvie nokasaTenen AMacTonM4eckon MyHKLM M1oKapaa
JIK 661010 BbISIBNEHO Yepe3 6 MeC HabnioaeHUs y Bcex DOMbHbIX
1 He 3aBKceno oT Beibopa cTpatervn neveHus OM. B 1w Il rpyn-
nax Habnoaanocb yBennyeHe MakcMManbHOW CKOPOCTU Ha-
MONHeHWsA 1 HanonHeHwe 3a 1/3 guacronel JTX, a Takke CHUXeHne
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get VR in AF patients for 2-year long follow-up has
promoted improvement in LV diastolic function pa-
rameters but has not influenced atria size. At
that SR maintenance resulted in improvement of
LV inotropic function and reduction of LA dimen-
sion [14].

LA size reduction and increase in atrium contri-
bution to LV diastole was only observed in those who
kept SR for long duration at amiodarone intake. So,
early prescription of antiarrhythmic therapy promoted
restoration of atrial contractile function and prevented
arrhythmogenic atrial remodeling.

Conclusion

IHD patients with persistent AF during first 24
hours after SR restoration revealed LA dilation with
decrease in its contractile function and LV diastolic
dysfunction. 6-month bisoprolol treatment with
target VR achievement improved parameters of LV
diastolic function but did not influence LA size and
contractile function. Maintenance of sinus rhythm
during 6 months of amiodarone treatment promoted
LA size reduction, restoration of its contractility and
improvement of LV diastolic function in IHD patients
with persistent AF.

Disclosures. All authors have not disclosed po-
tential conflicts of interest regarding the content of
this paper.
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umeHToB ¢ DI Ha NPOTAXXEeHWI ABYXIIETHErO Neprofa HabnoaeHWs
CNocobCTBOBANO YNyYLIEHWUIO NapaMeTpoB AMACTONUYEeCKOM
yHKUMM M1oKapaa J1K, Ho He BAMANO Ha pa3mep npeacepamin.
CoxpaHeHue CP npuBOAMNO K YNYYLIEHWIO MHOTPOMHOWM (DYHKLIMM
JIK n ymenbLieHnio pasmepa J1M [14].

YmeHbLueHwe nonoctu J111 1 yBenudeHve Bkada npeacepamns
Habno4aN0Ch TOMLKO Y NALMEHTOB, ANTENBHO YAEPXKMBAIOLLMX
CP npw Ha3Ha4YeHUM ammogapoHa. TakiM obpa3om, paHHee Ha-
3Ha4YeHVe aHTUAPUTMNYECKOW Tepanuu CNocoDCTBOBaNoO BOC-
CTAHOBMIEHWIO COKPATUTENbHOW DYHKUUW Npeacepanmn 1 npe-
NATCTBOBASIO Pa3BUTUIO NX €aPUTMOTEHHOTO» PEMOAEMPOBAHNA.

3aknio4yeHue

Y 6onbHbIx VBC ¢ nepcnctupytolen opmort G B nepsble
CyTKM Nocsie BocCTaHoBNeHNs CP 0OHapy>keHbI pacLLMpeHe no-
noctn JIM co cCHMXeHMEeM ero cokpaTuUTenlbHOM hyHKUMM 1 AMa-
cronuyeckas gncdyHkums JIK. Mpu atoM y 6onbHbIx MBC ¢ nep-
anctmpytoLLien hopmont AN focTmkeHe LeneBbix 3HadeHmn YXKC
Ha NPOTAXEHU 6 MeC NledeHns BrConpononom cnocobCTBOBa-
1O YAYHLEHMIO NOKa3aTene ANacTonnyeckomn yHKUMM MUOKapAa
JIK, HO He BN1ASNO Ha pa3mep U cokpaTuUTenbHyto dyHKLmio JTTT.
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HapoHoM y 6onbHbIX UBC ¢ nepcuctmpyrowen dopmont Orl
CnocoOCTBOBaNO yMeHbLLEHMIO pa3mepa J1TM, BOCCTaHOBNEHMIO €ro
COKPATUMOCTM M YNy4LIEHWIO Nokasatenen LMacTonnyeckomn
pyHKLMM MroKapaa JIK.
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