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Aim. To study prevalence and features of cardiovascular diseases (arterial hypertension, ischemic heart disease, chronic heart failure) in patients with chronic obstructive pulmonary dis-
ease (COPD).

Material and methods. 233 patients with COPD (229 men, 4 women; 55,3+0,6 y.0.) were examined. General clinical examination, including body mass index calculation, 6-min walk
test, blood analysis, electrocardiography, echocardiography, investigation of respiratory function, pulsoxymetry was carried out. Cardiac Infarction Injury Score (CIIS) index was also eval-
uated.

Results. COPD is associated with arterial hypertension in 62,2% of cases, ischemic heart disease - 27%, carotid atherosclerosis - 43,6%, chronic heart failure in 23,6% of cases. Risk
factors of ischemic heart disease in COPD patients include: age, COPD severity, bronchial obstruction severity (decrease of forced expiratory volume), systemic inflammation (high level
of C-reactive protein). Patients with severe and very severe COPD had ClIS index >20 1,8 times more often than patients with moderate COPD. Significant correlation of CIIS index with
pulmonary hypertension (r=0,21, p<0,05), end-diastolic dimension of right ventricle (r=0,24, p<0,05) and left ventricle (r=0,33, p<0,05), left ventricle ejection fraction (r=-0,40,
p<0,01) was found.

Conclusion. COPD is associated with cardiovascular diseases. ClIS index can help to detect previous myocardial infarction in COPD patients.

Key words: chronic obstructive pulmonary disease, cardiovascular diseases, comorbidity.
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Komop6uaHocTb y 6onbHbIX XPOHUYECKON 0GCTPYKTUBHO GONe3HbIO Nerkux: MecTo KapAvoBacKysipHoW naTonorum
H.A. Kaponu*, A.M. Pebpos
Kadenpa rocnutansHon Tepaniy CapaToBCKOro rocyiapcTBeHHOro MefMLMHCKOro yHuBepcuTeTa. 410012, Capatos, b. Kasaubs yn., 112

Llenb. 13y4uTb y 60bHbIX XPOHNYECKOW 0OCTPYKTVBHOM GonesHbio nerkux (XOBJ1) 4acToTy BCTpe4aeMOCTv U 0COBEHHOCTM TeYEHWs CEpAE4HO-COCYMCTIX 3aDoneBaHmIA: apTepyanbHoi
runepToHnm (AT), nwemmndeckon bonesHm cepaua (MBC), XpoHr4ecko cepfiedHor HeaocTatodHocTh (XCH).

Martepuan u metogpl. 06cnefoBaHo 233 60nbHbix XOBJT (229 MyXumH, 4 XeHWwmHbl; Bo3pacTt 55,30+0,62 neT). Bcem naumneHTam NpoBoamnocs obLUeknmHudeckoe obcnenosa-
Hie, BKII04as onpeaeneHyie MHAeKCa MacChl TeNa, LWeCTUMMHYTHbIV TECT C hr3M4eckor Harpy3koi, obLLui aHanus kposu, KT, IXOKT, nccnefoBaHie GyHKLMM BHELWHETO AbIXaHis,
nynbcokcmmeTpuio. Takxe onpeaenancs nxaekc CIIS (Cardiac Infarction Injury Score).

PesynbTatbl. XOBJ1 accoummpyetca ¢ AT B 62,2% cnydaes, NBC - 27 %, aTepocknepo3oM COHHbIX apTepuii - 43,6% v XCH B 23,6 % cnydaes. 3Ha4nMbimMu dakTopamm pucka NBCy
6onbHbIx XOBJ1 ABASIOTCS BO3PaCT, TsxXeCTb TedeHwst XOBJ1 1 BblpaxeHHOCTb OpoHX000CTPpYKLMM (CHIKeHe 06beMa (OpCMPOBaHHOTO BLILOXA), CUCTEMHOE BOCManeH e (BbICOKMIA
ypoBeHb C-peakTMBHOIO Oenka). Y NaumneHToB ¢ TSXENbIM 1 KpaliHe TaxenbiM TedeHrem XOBJT uHaekc ClIS>20 6annos Bbisensncs 8 1,8 pas yallle, 4eM y NaLMeHTOB CO CpeaHeTs-
XefbIM TedeHvieM. BbisiBneHa ocToBepHast cBs3b nHaekca ClIS ¢ gasneHreM 8 nerodHoi aptepin (r=0,21, p<0,05), KOHEYHbIM AMacToNMYeckM pasmepom npasoro (r=0,24, p<0,05)
n nesoro (r=0,33, p<0,05) xenyno4koB, dpakumen Bbibpoca nesoro xenyaoyka (r=-0,40, p<0,01).

3akntoueHue. XOBJ1 accoummpyeTcs ¢ 3ab0neBaHNAMI CepfiesHO-CoCyancTon cnctembl. MHaekc ClIS MOXeT NoMoYb B BbIBNIEHW NepeHeceHHOro UHapKTa MMOKapAa Y NaumeH-

ToB € XOBbJ1.

KnioyeBble cnoBa: XpoHM4eckasn O6CprKTV]BHaﬂ 6one3Hb nerkux, cepae4Ho-cocyancrble 3aboneBaHus, KOMOp6M,D,HOCTb.

P®K 2009;4:9-16
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Chronic obstructive pulmonary disease (COPD) holds the
third place among death reasons in people over age 50. Sev-
eral researchers demonstrate that if pulmonary disease does
not cause death itself, mortality is determined mainly by car-
diovascular diseases (myocardial infarction, other ischemic
heart disease (IHD) forms) and lung cancer [1-3].

Data of COPD and IHD relationship are rather contradictory.
On one hand, there are data that atherosclerosis, especial-
ly coronary one, is rare and mild in patients with chronic pul-
monary diseases. On the other hand it was ascertained that
IHD is one of the most frequent diseases which accompa-
ny COPD, as well as arterial hypertension (HT) [4]. There are
some evidences that COPD doubles-triples cardiovascular dis-
ease risk [5], and these disorders are one of the main rea-
sons of such patients' repeated hospitalizations [6]. Anoth-
er research showed that COPD can be regarded as inde-
pendent IHD risk factor together with age, smoking, cho-
lesterol level and systolic blood pressure (BP) [7,8].

XpoHwyeckas 00CTpykTBHas GonesHb nerkux (XOBJT) 3a-
HMAET TPETbE MECTO CPEAV MPUHIH CMEPTHOCTI B BO3PACTHOM
rpynne crapLue 50 net. B psige paboT nokasaHo, 4To e camo
3aboneBaHVie AbIXaTeNbHOW CUCTEMbI He ABMSETCS MPUYMHON
cmepT y BonbHbIx XOBJT, To neTanbHOCTL 0byCnoBneHa npe-
MIMYLLIECTBEHHO 3a00NeBaHUAMM CEPAEHHO-COCYANCTON CU-
cTemMbl (MHMAPKT M1oKapaa, ApYrve GopMbl NLLIEMUYECKON
bonesHn cepaua (MBC)) 1 pakom nerkoro [1-3].

[anHble o B3anmocsszm XObJT 1 MBC npotnBopeqmBbI.
C ofHOW CTOPOHbI, MEIOTCS YKa3aHMs Ha TO, HTO Y DObHbIX
XPOHNYECKMMM 3a00NEBAHMAMM NErkMX aTepOCKIepo3s Co-
CynoB DOMbLIOro Kpyra KpoBoobpalleHus, 0cobeHHO Be-
HEYHbIX, BCTPEYAETCS pefiKo 1 clabo BbipaxkeH. C Apyron cro-
POHBI, yCTaHOBNEHO, 4TO MIBC OTHOCKTCS K Havnbonee YacTo
BCTpevatoLLmMCs 3a0oneBaHusM, conyTcrayioLLmmM XOBJT, Ha-
psagy C apTepuanbHow runeptoHuen (Al) [4]. MmetoTcs
OaHHble 0 ToM, 410 XOBJ1 B iBa-TpW pa3a nosbILLaeT pUcK
Pa3BUTUSA CEPAEHHO-COCYaAMCTbIX 3a00neBaHun [5], KoTopble
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A role of cardiovascular disorders in COPD/ Mecto kapanosackynsapHov natonoruu npu X0bJ1

Table 1. Clinical description of examined patients (n=233)

Parameter Value

Age, years 55,3%0,6
Men, % 98,3
Moderate COPD, n (%) 74(31,8)
Severe and very severe COPD, n (%) 159 (68,2)
Body mass index, kg/m’ 25,240,3
Duration of smoking, years 37,5+0,8
Smoking index, pack /years 43,9+1,4
Duration of cough, years 18,8+0,06
Duration of dyspnea, years 7,4+0,3
Systolic BR, mm Hg 139,1+1,5
Diastolic B mm Hg 87,1£0,9
VC (% from proper) 64,3+1,3
FVC (% from proper) 473%1,4
FEV, (% from proper) 43,2+1,3

At this table and tables 2-4: VC - vital capacity of the lungs; FVC - forced vital
capacity of the lungs; FEV, ~ forced expiratory volume during the first second.

Tabnuua 1. KnuHnyeckas xapakTepuctmka

obcnegoBaHHbIX NauyeHToB (n=233)

lMoka3atenb 3HayeHue
Bospacr, net 55,3+0,6
My>x4uHbl, % 98,3
CpenHetaxenas XOBJ1, n (%) 74(31,8)
Tsaxenas 1 kpaitHe Tsxenas XOBJ1, n (%) 159 (68,2)
Hpekc maccel Tena, Kr/m? 25,2+0,3
LnnTenbHoCTb Kyperus, net 37,5£0,8
MHpexc kypeHus, nadka,/net 43,9£1,4
[nuTenbHOCTb Kalns, net 18,8+0,6
[innTenbHOCTb OAbILLKA, NET 7,4%0,3
Cucronuyeckoe ALl MM pr.cT. 139,1£1,5
Inactonnyeckoe AL, MM pT.CT. 87,1+0,9
XEN (% ot gonxHoro) 64,3+1,3
OXEN (% ot gonmxHoro) 473%1,4
O®B; (% ot KomkHoro) 43,2413

3nech 1 B TabN. 2-4: XEN — ku3HeHHas emKkocTb nerkux, OXEN — dopcposaHHas
XM3HeHHas eMkocTb Nierkix, ODB4 — 0bbem hopcrpoBaHHOro BblAoXa
3a 1 cekyHay

The aim of the work was to estimate prevalence and fea-
tures of cardiovascular diseases (hypertension, IHD, chron-
ic heart failure) in COPD patients.

Material and methods

A total of 233 COPD patients of Saratov Regional Clini-
cal Hospital respiratory diseases department were examined
(Table 1).

All patients underwent clinical examination including body
mass index calculation, 6-min walk test, clinical blood test,
ECG, echocardiography, C-reactive protein (CRP) level de-
termination, spirometric tests, pulsoxymetry. Case history, pe-

ABNAIOTCA OQHOW 113 OCHOBHbIX MPUYH MOBTOPHbIX FOCMMU-
TanM3aumi 3TMX NauMeHToB [6]. B psaae paboT nokasaHo, 4to
Hannyre XOBJ1 MOXHO paccMaTpyBaTh Kak HE3aBUCKMbIM
akTop purcka MIBC Hapsgy € BO3pacToM, KypeHneM, ypoB-
HEM XOfecTepunHa, CUCTONNYECKM apTepuanbHbiM AaBre-
Huem (AL) [7, 8].

Llenb paboTbl — 13ydeHrie 4acToTbl BCTPEHAEMOCTU 11 OCO-
BeHHoCTen TedeHWs KapamoBacKynapHow natonorin (AT,
MBC, XpoHnyeckas cepfieqHas HegoCTaTo4YHOCTb) Y Oosb-
HbIX XPOHUYECKOW 0DCTPYKTMBHOM BONE3HbIO NErkmx.

MaTtepunan n metogbl

Bbino 0bcnenoBaHo 233 6ombHbIX XOBJ1, HaxoamBLIMXCS
Ha NeYeHr B NynbMOHONOrMYeckoM oTaeneHnn Obnact-
HOW KNHMYeckor bonbHuLbl . CapaTtoBa (1abn. 1).

BceM naumeHTaM NpoBOAMANCE OBLLEKIIMHMYEeCKOe 00-
CnefoBaHWe, BKIOYas onpeaeneHue Haekca Maccbl Tena,
LECTUMMHYTHBIV TECT C PU3NHECKON Harpy3Kom, O0LLIMA aHa-
nn3 kposu, KT, IXOKT, onpeneneHvie ypoBHsa C-peak-
TMBHOro 6enka (CPB), nccneaoBaHue MyHKLMM BHELLIHETO
LbIxaHus, nynscokcumetpus. Ocoboe BHUMaHWe yaensinocb
M3y4eHnio NcToprn 3aboneBaHNs, 0COOEHHOCTeN ero Teye-
HUSI, COCTOSIHVIO OCHOBHbIX (DYHKLMOHANbHbIX CUCTEM.

[narHo3 XOBJ1 yctaHaBn1Bancs B COOTBETCTBUM C KPU-
TepusMn ATS/ERS (2004 r.) [9] nocne npoBeaeHns cnu-
porpan4eckoro nccefoBaHus.

AT BbISIBASAN Ha OCHOBaHMM KaK MUHVMYM TPEXKPATHOW
pervctpaumm nosbiweHns A>140/90 mMm pT.CT. Npn Ka-
3yanbHOM M3MepPEeHNM apTepranbHOro AaBfeHus No MeTo-
ny H.C. KopoTkoBa nnbo npu ynotpebneHnm naLuyeHToM aH-
TUMMNEPTEH3MBHBIX NMPENapaToB.

OuarHoctnka conytcrytowernt MBC ocHoBbIBanach Ha
CBUAETENbCTBAX O NepeHeCeHHOM paHee UM B AaHHYI0 roc-
NUTANM3aUMIo MHAaPKTe MUOKapaa (TUNUYHbIE N3MEHEeHs
KT, noBbilLeHWE KapanocneLnduIHbIx hepMeHToB), a Tak-
e Ha TUMMYHBIX KITMHUYECKX NPOSBIEHUAX CTEHOKapANN,
NOATBEPXAEHHbBIX MHCTPYMEHTANbHBIMK METOAAMWN UC-
cnepoBaHus (KopoHaporpadus, CyTO4HOE MOHUTOPUPO-
BaHue DK, Harpy304Hble TeCTbI C MU3NYECKOM HArpy3KOW).
YuunThIBas, YTO NPOBeLeHVE HArPy304HbIX TECTOB Y BONbHbIX
XOBJ1 orpaHn4eHo 13-3a ABNeHUIM AblXxaTeNbHOW HedoCTa-
TOYHOCTW, Npeobnafany NauneHTbl C NepeHeceHHbIM 1H-
(hapKTOM MUOKapaa.

B kayecTBe CKPVHWHIOBOrO MeTOAa NS BbIABIEHUSA
PaHHX M3MEHEHNIA apTepranbHON CTEHKM, CBA3aHHbIX C MPO-
Lleccamu aTepocKiepo3a, B COOTBETCTBUM C PeKOMEHAALMAMM
AMEPUKAHCKOW KapaMONorM4eckom accoumaLmm, Ncnonb-
30BasCa METOL, Y/1bTPa3BYKOBOMO NCCIIEA0BAHVSA COHHbIX ap-
Tepum.

Cratnctndeckas 00paboTka Npon3BOAMIACE NPV MOMOLLM
NakeToB CTaTUCTMYECKMX NporpamMm Biostat (Analystsoft),
Statistica 6 (Statsoft). Micnonb3oBanu onuncaTenbHyio CTa-
TMCTUKY, t-kputepuit CTblofieHTa, Kputepuit MaHHa-YutHu,
KpuTepui x’. Pasnnyne Mexay 13yy4aembiMu napameTpa-
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culiarities of disease development, condition of main func-
tional systems were given special attention.

COPD was diagnosed in accordance to ATS /ERS criteria
(2004) [9] after respiratory function test.

Hypertension was fixed on the basis of at least thrice-re-
peated registration of BP>140/90 mm Hg by Korotkoff
method or in cases of using antihypertensive agents.

Diagnosis of concomitant IHD was based on the previ-
ous myocardial infarction evidence (typical ECG changes, car-
diospecific enzymes increase), as well as on typical clinical
angina manifestations, confirmed by instrumental methods
(coronarography, ECG 24-hour's monitoring, exercise tol-
erance tests). As exercise tolerance tests in COPD patients have
limitations due to respiratory insufficiency, patients with pre-
vious myocardial infarction were predominant.

As a screening method for arterial wall early atheroscle-
rotic changes detection ultrasound examination of carotid ar-
teries was used in accordance to American Heart Associa-
tion guidelines.

Data processing was carried out using Biostat (Analyst-
soft), Statistica 6 (Statsoft) programs. Descriptive statistics,
Student's t-test, Mann-Whitney test, x* test were used. Dif-
ferences between studied parameters were considered sig-
nificant at p<0,05. Data are presented as M£m.

Results and discussion

145 (62,2%) examined patients had HT; HT of | degree
prevailed. HT was revealed in 41,9% patients with mild and
moderate COPD and in 66% patients with severe and very
severe disease course (p<0,001).

63 (27%) patients had IHD: 33 — previous myocardial
infarction, 30 — angina pectoris. Among patients with pre-
vious myocardial infarction 17 had infarction without Q and
16 — Q-infarction. Painless form of myocardial infarction was
registered in 17 (51,5%) patients. It was diagnosed on the
basis of typical ECG-signs of previous myocardial infarction.
Time of myocardial infarction in such patients was not de-
fined as it was revealed only during the hospitalization when
the study was held. Predominant infarction location was not
determined: 54,2 % of patients had anterior myocardial in-
farction with different zone of spread (from anteroseptal to
widespread anterior) and 45,8 % had inferior myocardial in-
farction.

IHD prevalence was 2,5 times higher in patients aged 50-
60 years than in patients under 50. Distribution of IHD clin-
ical forms in COPD patients of different age groups attracts
attention: while patients under 60 years had angina pectoris
and myocardial infarction with almost equal frequency, pa-
tients over 60 years had myocardial infarction 3,5 times more
frequently than angina pectoris. IHD was found in 49% of
patients over age 60, at that myocardial infarction oc-
curred significantly more frequently than at age under 50 years
(p<0,001). Average age of examined patients at the time
of myocardial infarction development (with clearly defined

MU MPU3HaBanu CTaTMcTn4ecki 3Ha4mmbIM npu p<0,05. JaH-
Hble NpefcTaBneHsl B Buae MEm.

Pe3ynbTaTbl U 0bCyxaeHume

AT BbisiBNieHa ¥ 145 (62,2%) obcneqoBaHHbIX Nawm-
eHTOB; Npeobnanana Al 1-11 cteneHn. Al umenacby 41,9%
naupeHTa C nerkum u cpefHeTaxensiM TedeHnem XOBJ1
Ny 66% NaUMEHTOB C TAXENbIM 1 KpanHe TAXeNbIM Tedye-
Huem 3abonesaHns (p<0,001).

MNBC BbisiBNeHa y 63 (27 %) NaUMEHTOB: MHMAPKT MUO-
Kapda — y 33, creHokapama — y 30 yenosek. Cpegu na-
LMEHTOB, NMepeHecluMx MHGapKT Mr1oKapaa, HMapKT 0e3
QO6biny 17 Yenosek, Q-MHMaPKT —y 16 NaumeHTos. Y 17
(51,5%) NaLWEHTOB C NepeHeceHHbIM UHMAPKTOM M1OKapaa
oTMeYeHa be3boneBas popma. [JMarHocTika nocneHero
OCHOBbIBaJIaCb Ha TUNNYHbIX KT -Npr3Hakax nepeHeceH-
HOro MHGapkTa Mrokapaa. JaBHOCTL MHMapKTa MMOKap-
[la Y 3TNX NaLLMEHTOB YCTaHOBUTb HE YAANoCh, Tak Kak OH Obin
BbISIBJIEH VLB NPW AaHHOM FOCNMUTaNmM3aumm naumeHTa. He
YCTaHOBIEHO NPEVMYLLECTBEHHOW NTOKaNV3aLmMm NHMapk-
Ta MUoKapAa: y 54,2 % 60nbHbIX BbIABNEH NepeaHui UH-
hapKT Mr1oKapAa C PasNYHOM 30HOM pacnpocTpaHeHus (ot
nepefHeneperopofoyHOro 40 PacnpoCTpaHeHHoro ne-
peaHero), ay 45,8% — 3agHn MHbaPKT MUOKAPAA.

Y 6onbHbix XOBJ1 B Bo3pacTe 50-60 neT BCTpe4aemMocTb
MBCB 2,5 pa3a npeBbillana aHanornyHbIN NokKasatenb y na-
umeHToB Monoxe 50 net. ObpalLaeT Ha cebs BH1UMaHWe pac-
npeneneHue KnuHndeckmnx gopm NbCy naumeHTtos ¢ XOBJ1
pa3HbIX BO3PaCTHbIX rpynn: 4o 60 neT creHokapams U HQapKT
MM1OKapAa OTMEeYanmMch NPaKTUYeck C 0AMHAKOBOW YacTo-
TOW, @ B BO3pacTe cTapLue 60 neT YacToTa MHapKTa M1OKapaa
B 3,5 pa3a npe.blLlana BCTpe4aeMoCTb CTeHOKapANKW. B BO3-
pacre crapule 60 net NbC BbisiBeHa y 49% navuWeHToB, Npm
3TOM MHDaPKT MMOKap4a OTMeYancs LOCTOBEPHO Yallle, HeMm
B Bo3pacTe MeHee 50 neT (p<0,001). CpeaHWM Bo3pacT 0b-
U1eL0BaHHbIX MALMEHTOB NPY Pa3BUTUM MHDAPKTa MVYOKapaa
(C TOYHO YCTaHOBMEHHbIM CPOKOM Pa3BUTUSA) COCTABUN
56,7%2,01 ner. Mpw 3TOM, 0fIHaKO, HEOOXOAMMO OTMETUTB,
410 13 14 naumeHToB B Bo3pacTte oT 50 fo 60 nert, nepe-
HeCLLMX MHMaPKT MMOKaPAa, 9 YesioBek NepeHedIn ero B BO3-
pacte o 50 net. M3 18 naumeHToB ctaplue 60 net 4etsepo
nepeHeC M MHMAPKT MMOKapda B Bo3pacre 57-59 net, a Tpoe
nMenv pybLoBble N3MeHeHMs M1oKapaa. Takim obpasom,
y 28,1% naupeHtos ¢ XOBJT MH®MapKT M1okapa pa3BmBa-
eTcs B Bo3pacTte mosnoxe 50 fer.

MauneHTbl ¢ Hann4rem u otcytcterem VIBC goctosep-
HO pasnunyanvcb Mexay cobown no sospacty (p<0,001), T9-
xectn 3abonesaHusa (p<0,01), ONUTENBHOCTU U UHTEH-
CMBHOCTM KypeHus (p<0,001 1 p<0,01, COOTBETCTBEHHO),
BbIPAXXeHHOCTM OBCTPYKTMBHBLIX HapylleHuin (p<0,05)
(1abn. 2). Y naupeHToB C TaxenbiM TedeHreM XOBJT nHdbapkT
MUOKapa BbIaBNAnca B 2,1 pasa 4allle, 4eM y NaumeHToB
CO CpefHeTsXenbiM TedeHuem 3abonesaHuns (17,1% n
8%, COOTBETCTBEHHO). B TO e Bpems, Mo MHOEKCY MacChl
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Table 2. Patients clinical characteristics depending on presence of IHD and its form

Parameter Without IHD Angina pectoris, Ml Previous Ml

n=169  (during current hospitalization) n=64 n=33
Age, years 53,6%0,7 59,2+1, 1¥** 62,4+1, 6%
Men, % 97,5 100 100
Moderate COPD, n (%) 63(37,3) 12(18,8)x* 6(18,2)*
Severe and very severe COPD, n (%) 106 (62,7) 52 (81,2)** 27 (81,8)*
Body mass index, kg/m? 24,9+0,37 26,1£0,73 26,6+0,97
Smoking index, pack /years 4141,45 50,1+3,07** 51,6+4,28**
Duration of cough, years 18,5£0,7 19,1£1,1 17,941,6
Duration of dyspnea, years 7,1£0,4 8,2%0,7 7,540,9
Hypertension, n (%) 101 (59,8%) 44 (68,8%) 22 (66,7%)
Systolic BR. mm Hg 139,3+1,7 139431 137,2+£4,6
Diastolic BP. mm Hg 87,7£1,0 85,7+1,8 84+2,7
VIC (% from proper) 64,5+1,5 64,8+2,8 70,2%5,0
FVC (% from proper) 47,3+1,6 46,4+2,9 40,7+4,8
FEV (% from proper) 44,2+1,6 35,8+2,7* 34,2+3,4%
Cholesterol level, mmol/I 4,6%0,2 4,740,2 4,7£0,5
White blood cells, *10°/1 7,07£0,19 7,11+0,27 6,34+0,31
Fibrinogen, g/I 5,62+0,35 6,17+0,43 6,14+0,54
CRP above 3 mg/I, % 26 42,3 45,5
Common carotid artery diameter, mm 7,56+0,14 7,35+0,27 7,27£0,53
Common carotid artery intima-media thickness, cm 0,93+0,06 1,05+0,08 0,96%0,11
Presence of common carotid artery atherosclerosis (IMT>1 mm), % 40,5% 51,5% 42,9%
*-p<0,05; **-p<0,01; ***-p<0,001 (as compared to the group of patients without IHD); MI - myocardial infarction.

development period) was 56,7+2.0 years. However, it
should be mentioned that 9 of 14 patients aged of 50-60
years with previous myocardial infarction had it at age un-
der 50 years. 4 of 18 patients over 60 years had myocardial
infarction at age 57-59 years and 3 patients had cicatricial
myocardial changes. So, in 28,1% of COPD patients my-
ocardial infarction developed at age under 50.

Patients with and without IHD differed significantly in age
(p<0,001), disease severity (p<0,01), duration and inten-
sity of smoking (p<0.001 and p<0,01 respectively), and ob-
structive abnormalities intensity (p<0,05) (Table 2). Myocardial
infarction in patients with severe COPD occured 2,1 times more
often than in patients with moderate COPD (17,1% and 8%
respectively). At the same time, patients did not distinguish
significantly in body mass index, HP frequency, cholesterol and
fibrinogen levels, although tendency to higher fibrinogen lev-
elin COPD patients with myocardial infarction was noted. More-
over patients with IHD showed increase in CRP level 1,6 times
more frequently than patients without IHD (42,3% and 26%
respectively). The correlation between CRP level and FEV; in
patients with IHD in anamnesis (r=-0,44, p<0,05), especially
in those with previous myocardial infarction (r=-0,81,
p<0,01) should be noted.

When estimating early manifestations of atherosclerosis
the tendency to carotid artery intima-media thickness (IMT)
increase in COPD patients with IHD compared to those with-

Tena, Yactote Al', ypoBHIO xonectepuHa 1 prbpuHoreHa na-
UMEHTbI 00erx rpynmn CTaTUCTMYeCkM 3Ha4YMMO He pas-
NMHanncb Mexay cobow, XoTs 1 oTMeYeHa TeHaeHUMs K 60-
nee BbICOKOMY YpOBHIO hubpurHoreHa y 6ombHbIx XOBJT ¢
NH(apKToM Mm1okapaa. Y naumeHtos ¢ VIBC Takxe B 1,6 pa3
YalLle BbIfBNANOCk NosblilLeHne CPE (42,3%) no cpaBHEHMIO
¢ BonbHbIMU 6e3 BC (26%). HeobxoammMo 0TMeTUTb Ha-
nnyme B3aMMOoCBA3N Mexay yposHeM CPE 1 O®B, y nuu, ¢
aHamHe3om WBC (r=-0,44, p<0,05), npenmyLecTBEHHO
(r=-0,81, p<0,01) y nauWeHTOB C NepeHeCeHHbIM WH-
(hapKTOM MMOKapAa.

Mpw oLEeHKe paHHVIX NPOSIBNEHNIA aTepoCKiepo3a ycTa-
HOBMeHa TeHAEHUMS K YBENMYEHWNIO TOMNLLVHBI € MHTMA-Me-
ans» (TIM) oblLiiein coHHov apTepumn y 6ombHbIX XOBJT ¢ MBC
Mo CpaBHEeHMIO ¢ TakoBbIMK 6e3 MBC 1 gocToBepHoe yBe-
JINYEHME MO CPaBHEHMIO CO 340POBLIMU JIOABMU U3 KOHT-
ponbHow rpynnbl (0,68+0,10, p<0,05). YeennyeHvie TMM
oT 1 00 1,3 MM BbIsiBNEeHo y 16,7 % naumerTos 6e3 BC ny
24,2% naupenTos ¢ VIBC, a Hanu4me brawkm (TVIM > 1,3 M)
y 23,8% nauvientos 6e3 BC 1y 27,3% GonbHbix XOBJTc MBC.

Cpeau obcnepgoBaHHbIX naumeHToB ¢ XOBJ1 y 55
(23,6%) HOMbHBIX UMENUCb NPU3HAKM CepAEYHON Heao-
CTAaTOMHOCTM N0 BOMBLIOMY KPYTy 1Y IEeBATV NaLMEHTOB TaK-
>Ke Menncb NPU3HaKM AeKOMMNeHcaLMm No Manomy Kpyry
KpoBooOpalleHus. bbinn BblfeneHbl 1Be rpynmbl NaumeH-
TOB C TAXerbIM TedeHneM 3abonesaHus (1abn. 3) B 3aBu-
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Tabnuua 2. KnnHnyeckas xapakTepuctmka obcneoBaHHbIX NaLMEHTOB B 3aBMCMMOCTM OT Hanuuusa u dopmbl MBC

lMoka3atenb be3 UBC, CreHokapaus, UM NepeHeceHHbin UM,
n=169 (B AaHHyl0 rocnutanusaumio), n=64 n=33
Bospacr, net 53,6%0,7 59,2+1, 1¥** 62,4+1, 6%
Myx4uHbl, % 97,5 100 100
CpenHetaxenas XOBJ1, n (%) 63 (37,3) 12(18,8)x* 6(18,2)*
Tsaxenas 1 kpaitHe Tsxenas XOBJ1, n (%) 106 (62,7) 52 (81,2)** 27 (81,8)*
Hpekc maccel Tena, Kr/m? 24,9+0,37 26,1£0,73 26,6£0,97
WHpekc kypeHus, nadka,/net 41+£1,45 50,1£3,07** 51,6£4,28**
[InuTenbHOCTb Kaluns, net 18,5%0,7 19,1£1,1 17,9£1,6
[InTenbHOCTb OAbILLIKM, NET 7,1£0,4 8,2£0,7 7,5+0,9
Hanuuve AT, n (%) 101 (59,8%) 44 (68,8%) 22 (66,7%)
Cucronuyeckoe AL, MM pT.cT. 139,3+1,7 139431 137,246
[nactonuyeckoe AL, MM pT.CT. 87,7+1,0 85,7+1,8 84%2,7
XEN (% ot gonxHoro) 64,5+1,5 64,8+2,8 70,2%5,0
OXEN (% ot gonxHoro) 47,3+1,6 46,4+2.9 40,7+4.8
O®MB; (% ot KomkHoro) 44,2+1,6 35,8%2,7* 34,243 4%
OBLUWMI XonecTepuH, MMonb /11 4,610,2 4,7+0,2 4,7£0,5
NewnkoumTbl kposK, *10°/n 7,07+0,19 7,11+0,27 6,34+0,31
OubpuHoreH, r/n 5,62+0,35 6,17£0,43 6,14£0,54
CPb Gonee 3 Mr/n, % 26 42,3 45,5
[lnametp obLLie COHHO apTepum, MM 7,56£0,14 7,35%0,27 7,27£0,53
TonlwyHa <UHTAMa-Mefa» 0bLLen COHHOM apTepuK, CM 0,93+0,06 1,05+0,08 0,96%0,11
Hannume atepocknepo3a obLLei COHHOM apTepum
(TonwmHa <vHTMMa-Megua» > 1 Mm), % 40,5% 51,5% 42,9%
*-p<0,05; **-p<0,01; ***-p<0,001 (no cpasHeHwio ¢ rpynnoi BonbHbix 6e3 VBC); YIM-1HdapkT Miokapaa

out IHD was outlined, as well as significant increase of IMT
compared to healthy people from the control group
(0,68+0,10, p<0,05). IMT increase from 1 to 1,3 mm was
found in 16,7 % of patients without IHD and in 24,2% of
patients with IHD, and plaque was present (IMT>1,3 mm)
in 23,8% of patients without IHD and in 27,3% of COPD
patients with IHD.

55 (23,6%) COPD patients among examined ones had
evidence of systemic circulation heart failure, 9 patients had
also symptoms of pulmonary circulation heart failure de-
compensation. Patients with severe disease course were di-
vided into two groups depending on presence or absence of
chronic heart failure (CHF) (Table 3).

Patients were comparable by sex, age, HT frequency, body
mass index, duration and intensity of smoking. CHF patients
had previous myocardial infarctions more often (6 patients
in the first group and 13 patients in the second one). Patients
without CHF had higher systolic and diastolic BP. It is confirmed
by data, showing BP decrease in COPD patients with severe
respiratory insufficiency and heart failure even in those
with HT in anamnesis. Systolic BP below 120 mm Hg was reg-
istered in 10 patients with CHF and only in 2 patients with-
out it (x’=10,92, p<0,001). Patients with CHF compared
to patients without CHF demonstrated reduction in tolerance
to physical exercise (6-min walk test) (p<0,001) and more

CMMOCTW OT HanM4us U OTCYTCTBUS XPOHUYECKOW Ccep-
Jle4HOM HegocTaTodHOCTU (XCH).

MauveHTbl ObI CONOCTaBMMbI MO MOy, BO3pacTy, Ya-
ctote AT, MHAEKCY Macchl Tena, ANMUTENbHOCTU N UHTEH-
CMBHOCTU KypeHus. Y naumeHToB ¢ XCH otmeyanack 60nb-
Was YacToTa nepeHeceHHbIx MHhapKTOB M1okapaa (6 na-
LMEHTOB B nepBo rpynne 1 13 60sbHbIX BO BTOPOW rpyn-
ne). Y naumeHToB 6e3 npusHakoB XCH oTMevanucs bonee
BbICOKME YPOBHW CUCTONMYECKOro 1 aunactonuyeckoro AL
ST0 NOATBEPXKAAIOT fLaHHbIE O CHUXXEHWUM YPOoBHS ALL npu
Pa3BUTNN TSXKENOW AbIXaTeNbHOW HeLOCTaTOYHOCTL U Cep-
[e4HOM HegoCTaTO4HOCTM Y 6onbHbIX XOBJ1, gaxe nmeto-
Lmx aHamHes Al. Cnctonmnyeckoe ALl meHee 120 MM pT.CT.
3apeructpupoBaHo y 10 naumeHtos ¢ XCH v nnLwb y ABYX
naumeHToB 6e3 TakoBol (x*=10,92, p<0,001). BbisineHo
CHVIXXEHME TONepPaHTHOCTL K hn3nYeckM Harpyskam (npo-
6a C LwecTMnHyTHOM xoapbon) (p<0,001) n Gonee Bbl-
paxxeHHas rmnokcemums (p<0,001) y naumerTos ¢ XCH no
CpaBHEHMIO C NauMeHTaMy Oe3 NPU3HaKoB CepaedHoM He-
LOCTAaTO4HOCTM.

OCHOBHbIM METOA0OM HeMHBA3VBHOWM AMArHOCTMKM ne-
PEHeCeHHOro MHMapkTa M1oKapaa B KNMHNYeCKOW npak-
TVIKe OCTaeTCs AneKTpoKapamorpadums, Npy 3ToM Npr3Ha-
KaMu nepeHeceHHOro MHhapkTa M1oKapia sBnsioTcs 3ydeLl
Q v nonHas 6rokama Hoxek nyyka Mica [10]. Ong ynyyiweHns
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Table 3. Patients clinical characteristics depending
on CHF presence

Parameter Patients Patients
without CHF with CHF
(n=83) (n=46)
Age, years 55,8+0,8 57,711
Sex: men (%) 100 100
Presence of HP, n (%) 58 (69,9) 25 (54,3)
Duration of HP, years 5,7+0,8 6,4%2,2
Previous myocardial infarction, n (%) ~ 6(7,2) 13(28,3)**
Angina pectoris, n (%) 12 (14,5) 9(19,6)
Body mass index, kg/m’ 24,740,5 26,4+0,8
Smoking index, pack /years 46,6%2,7 44,9426
Cough duration, years 19,4+0,8 20,7+1,3
Dyspnea duration, years 8,6+0,6 8,9£0,8
Systolic BP, mm Hg 142,3+2,6 132,0£3,5*
Diastolic B mm Hg 89,4%1,5 82,4+1,9**
VC (% from proper) 58,3%1,5 58,2+3,4
FVC (% from proper) 38,7+1,7 35,2+2,5
FEV (% from proper) 33,6%1,1 28,8+2,1*
PEV (% from proper) 43,8+2,4 26,7+2,4*
Sat0, (% from proper) 93,6+1,0 85,02, 4x**
6-min walk test 421,5£17,8 272,9£28,1***

*-p<0,05; **-p<0,01; ***-p<0,001 (as compared to opposite group);
PEV-peak expiratory velocity; SatO,-oxigen saturation

Tabnuua 3. KnuHnyeckas xapaktepuctmka
obcnenoBaHHbIX NaLMEHTOB B 3aBUCMMOCTH
oT Hannuusa XCH

intensive hypoxemia (p<0,001).

Electrocardiography remains the first line method of pre-
vious myocardial infarction non-invasive diagnostics, at
that Q wave and total bundle branches block give evidence
of previous myocardial infarction [10]. To improve ECG-di-
agnostics of myocardial damage different classifications
were worked out. They allow evaluate myocardial damage,
infarction location, left ventricle function. Mostly used in prac-
tice are the Cardiac Infarction Injury Score (ClIS) and the Sim-
plified Sylvester Score (SSS). They allow to estimate myocardial
damage degree and make conclusions about previous my-
ocardial infarction better than single ECG-parameters. Besides,
it was shown that patients with high CIIS index are exposed
to higher death risk within three years than patients with low
ClIS index. ClIS index includes 12 indices, presence and sever-
ity of which are estimated in points. Total score less than 10
points is considered as myocardial infarction absence, 10-
20 points = as possible myocardial infarction, more than 20
points — as likely myocardial infarction [10]. Some authors
demonstrated prognostic significance of CIIS index in patients
without myocardial infarction, for example those with hy-
pertension, as well as in healthy people [10-12].

Average ClIS index in 124 COPD patients was 12,6+0,6
(Table 4). ClIS index above 20 was observed 1,8 times more
often in patients with severe and very severe COPD than in
patients with moderate disease course (Table 5). Previous my-
ocardial infarction was found in 14 (11,3%) patients: 9 had

MokasaTenb MaymeHTbI MauueHTsl
6e3 XCH (n=83) ¢ XCH (n=46)
Bo3spacr, net 55,8+0,8 57,7£1,1

Mon: Myx4uHbi (%) 100 100

Hanuuve AT, n (%) 58(69,9) 25 (54,3)
[nvtensHocTb AT, et 5,7%0,8 6,4%2,2
MepeHeceHHbI

MHDapKT Myokapaa, n (%) 6(7,2) 13(28,3)**
CreHokapavs, n (%) 12(14,5) 9(19,6)
MHpekc maccel Tena, Kr/m? 24,7£0,5 26,4%0,8
Hpekc kypeHus, nadka,/net 46,6%2,7 44,9+2.6
[InvTenbHOCTb Kalwns, net 19,4£0,8 20,7£1,3
[innTenbHOCTb OAbILLIKK, NET 8,6+0,6 8,9+0,8
Cucronnyeckoe ALl, MM pr.cT. 142,3£2,6 132,0£3,5*
[unactonnyeckoe AZl, MM pT.CT. 89,4+1,5 82,4+1,9**
XEN (% ot LonxHoro) 58,3%1,5 58,2+3,4
OXEN (% ot gonxHoro) 38,7+1,7 35,2425
OB, (% or pomxHoro) 33,6%1,1 28,842, 1%
MCB (% o LoNXHOro) 43,8+2,4 26,742, 4%
Sat0, (% o fomxHoro) 93,6%1,0 85,042, 4xxx
Pe3ynbTaT TecTa € 6-MUHYTHOM

Xoaboou, M 4215417,8  272,9£28,1***

*-p<0,05; **-p<0,01; ***-p<0,001 (N0 CpaBHEHHIO C MPOTVBOMONOXHOM
rpynnoi); MCB-n1KkoBas CKopocTb BbIROXa; SatO,-CcaTypaLiys KICIopoda

KT -AmnarHocTuk NoBpexaeHUs Mruokapaa Obinv npep-
NOXEHbI Pa3NMyHble Knaccudrkaumm, KoTopble NO3BONS-
N OLLEHUTb HaM4Me NOBPEXAEHNA MMUOKaPAa, 30HY UH-
apkTa, OLLEHWTb yHKLMIO NEeBOro xenyao4ka. Hanbonee
ncronb3yemMbiMI B npakTuike senstotcs nHaekc ClIS (Cardiac
Infarction Injury Score) n nHgekc SSS (Simplified Sylvester
score). MocnegHne no3BonsioT Gonee MHHOPMATUBHO,
yeM oTAenbHble DKM -napameTpbl, yCTaHOBUTbL CTENeHb Mo-
BpeX4eHuna Mmokapda v CyAuTb O MepeHeceHHOM WH-
apkTe M1okapaa. Kpome Toro, NokasaHo, 410 NaLMeHTbl
C BblcOKMM MHAekcoM CIIS nmetoT Honee BbICOKM PUCK CMep-
TV B TeYeHMe Tpex NeT, YeM DOJbHbIE C HU3KMM UHOEKCOM
ClIS. MHpekc ClIS BkIodaeT B cebs 12 nokasatenen, Hanu-
Y1Me U BbIPaXKEHHOCTb KaXKLOro 13 KOTOPbIX OLLEHMBAETCA B
bannax. CymMapHbIi nHaekc meHee 10 Gannos onpene-
NAETCA KaK OTCYTCTBME MHapKTa Myokapaa, nHaekc 10-20
6annoB — BO3MOXHbIN MHhAPKT M1oKapAa, UHaekc 20 ban-
noB 1 6onee — BeposATHbIV MHbaPKT M1okapaa [10]. B psae
paboT NokasaHo NPOrHoOCTUYecKoe 3HaveHne nHaekca ClIS
y nvy, 6e3 MHdapkTa M1MoKapaa — Harnpumep, C apTepu-
aNbHOW rMnepToHMen 1y 300poBbIx vy, [10-12].
CpenHun nHaekc ClIS y 124 6onbHbix XOBJ1 (1abn. 4)
coctaBun 12,6+0,6 Ganna. Y naumeHToB C TAXeNbIM U Kpai-
He TaxenbiM TeyeHrem XOBJT nngekc ClIS bonee 20 ban-
noB BbIABAANCA B 1,8 pa3 4valle, 4eM y nauyMeHToB Co
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Table 4. Clinical characteristis of patients with CIIS
index evaluated

Tabnuua 4. KnnHnyeckas xapakTepucT1ka naumeHTos,
y KoTopbIx oueHuBanu nHaekc ClIS

Parameter COPD patients, n=124
Age, years 54,9+0,6
Moderate COPD, n (%) 48 (38,7)
Severe and very severe COPD, n (%) 76(61,3)
Body mass index, kg/m? 25,9£0,5
Dyspnea duration, years 7,4£0,5
Active smokers 100
Smoking index, pack /years 41,1£1,6
VIC (% from proper) 64,9+1,9
FVC (% from proper) 49,61£1,88
FEV (% from proper) 44.1%1,7
Sat0, (% from proper) 92,8+0,9
6-min walk test 424,5+16,9

Sat0,-oxigen saturation

lMokazaTenb BonbHble XOBJI, n=124
Bo3pacr, net 54,9+0,6
CpenHetaxenas XOB1, n (%) 48 (38,7)
Taxenas v kpaiHe Taxenas XOBJ1, n (%) 76 (61,3)
MHpekc maccel Tena, Kr/m? 25,9+0,5
[innTenbHOCTb OAbILLIKK, NET 7,4%£0,5
AKTVBHblE KyPHTBLLMKNA 100
Hpekc kypeHus, nadka/net 41,1£1,6
XEJT (% ot fonxHoro) 64,9%1,9
OXEN (% ot gomxHoro) 49,61+1,88
O®B, (% ot gonxHoro) 44,1+1,7
Sat0, (% o fomxHoro) 92,8+0,9
TecT 6-MUHYTHOW X0fbObl, M 4245+£16,9

Sat0,-caTypaLysd Kucnoposa

Q-infarction and 5 — infarction without Q, at that painless
form of myocardial infarction was noted in 7 (50%) patients.
ClIS index in patients with previous myocardial infarction was
significantly higher than in patients without it (19,8+2,6 and
11,8%0,5 points respectively, p<0,001).

Correlation analysis showed significant relationship be-
tween CIIS index and systolic pressure in pulmonary artery,
(r=0,21, p<0,05) end diastolic dimensions of right (r=0,24,
p<0,05) and left (r=0,33, p<0,05) ventricles, left ventri-
cle ejection fraction (r=-0,40, p<0,01). Interrelations be-
tween ClIS index and such cardiovascular risk factors as du-
ration (r=0,23, p<0,05) and intensity (r=0,40, p<0,01) of
smoking, and CRP level (r=0,49, p<0,01) were also revealed.

Poly-morbidity is one of the features of contemporary in-
ternal diseases clinic. Itis due to increasing life duration, and
consequently to higher probability of age-dependent diseases
development. COPD is strongly associated with age as well
as so-called cardiovascular disorders: HT, IHD, and cere-
brovascular abnormalities.

It has been discussed during latest years that combina-
tion of COPD and cardiovascular diseases is not a simple as-
sociation and that there are common pathogenesis factors
(smoking, systemic inflammation, oxidative stress and oth-
ers) which impact their simultaneous development.

We conducted prospective non-comparative study of
prevalence and peculiarities of cardiovascular diseases in COPD
patients. Obtained data confirmed that COPD is associated
with the number of cardiovascular disorders such as: HT
(62,2%),IHD (27,0%), atherosclerotic stenosis of carotid
arteries (43,6%), CHF (23,6%). Significant risk factors of
IHD in COPD patients are: age, severity of COPD and bron-
choobstruction (FEV; decrease), systemic inflammation
(high CRP level).

Symptoms of IHD are not always typical, painless forms
can occur. It is necessary to pay attention to this fact, because
active search of IHD in COPD patients with chronic cor pul-

CpefHeTaXeNbIM TedeHneM (Tabn. 5). MNepeHeceHHbIN NH-
hapkT Mrokapaa Bbisenanca y 14 (11,3%) naumeHTos, npu
3ToM Q-MHMAPKT — Yy 9 BonbHbIX, He Q-MHMbapPKT —y 5 Ye-
nosek, npu 3ToM 6e360neBas opma MHDaPKTa MUOKap-
Oa oTMevanacb y 7 (50%) naumenTos. VHgekc ClIS y na-
LIMEHTOB C NepeHeCceHHbIM MHMaPKTOM M1oKapaa Obin [0-
CTOBEPHO BblLLE, HeM Y NaLMeHToB Oe3 MHdapKTa Mrokapaa
(19,8+2,6 1 11,8%0,5 bannos, cooTBETCTBEHHO, p<0,001).

Mpy npoBefeHNN KOPPenaLMOHHOro aHanmsa ycra-
HOBJIEHO HaNYMe CTaTUCTUYECKM 3HAYMMbIX B3aVIMOCBA3EM
Mexay nHaekcom ClIS 1 cuctonmyeckM gaBleHreMm B fe-
rouson aptepun (r=0,21, p<0,05), KOHEYHbIM OMNACTO-
nYecknM pasmMepoM npasoro (r=0,24, p<0,05) 1 neso-
ro (r=0,33, p<0,05) xenyno4kos, hpakLyel Bbibpoca fe-
BOro xenygouka (r=-0,40, p<0,01). Take BbIfiBNEHbI B3aL-
MOCBA3M Mexay mHaekcom ClIS n Takmmu daktopamm
p1CKa 1 NaToreHesa KapAMoBaCKyNAPHOW NaTonorim, Kak
anuTensbHocTb (r=0,23, p<0,05) 1 uHTeHCMBHOCTL (r=0,40,
p<0,01) KypeHWs, NPOsBNEHMS CUCTEMHOTO BOCNANeHNs —
CPE (r=0,49, p<0,01).

MonrmopObnaHOCTL ABNSIETCH OAHOM 13 0COOEHHOCTEN CO-
BPEMEHHOW KITMHWKL BHYTPEHHWUX BOne3Hel, YTo CBA3aHO, B
TOM YT, U C yBESIMHEHNEM NPOLOMKMUTENBHOCTI XXU3HM JTO-
Liel, 1 COOTBETCTBEHHO — C BEPOSITHOCTBIO Pa3BUTSA Psia BO3-
pacT-3aBMCUMbIX 3a00n1eBaHMN. K NaTonornyecknmM cocros-
HWAM, TECHO CBA3aHHbLIM C BO3pacToM, oTHocuTcA XOBJT, a Tak-
e Lenbivt psf, Tak HasbiBaeMblX KapaMoBacKynspHbIx 60-
ne3snen: AT, UBC, LepebpoBackynspHble HapyLIeHNs.

B nocnegHvie roabl 06CykAaeTcs BONPOC O TOM, HTO CO-
yeTaHne XOBJT 1 cepe4yHO-COCyANCTbIX 3a00NeBaHNN He
SIBNIIETCS NMPOCTON accoUMaLMen, a CyLLeCTBYeT psf oOLmMX
(hakTOpOB NaToreHesa (KypeHvie, cUcTeMHoe BocrnaneHue,
OKCUAATMBHBIN CTPECC 1 Ap.), BIUSIOLLX HA UX COBMECT-
HOe pa3BuTME.

Hamu npoBefieHo NPOCNeKTBHOE HeCPaBHUTENbHOE 13-
y4eHVe HacToTbl BCTPEYAEMOCTU 1 OCODEHHOCTEN TeYeHWs
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Table 5. Distribution of examined COPD patients

by CIIS index
CIIS, points Moderate COPD Severe and
(n=48) extremely severe
COPD (n=76)
Less than 10 points, n (%) 19(39,6) 19 (25)
10-20 points, n (%) 25(52,1) 46 (60,5)
More than 20 points, n (%) 4(8,3) 11(14,5)

Tabnuua 5. PacnpepeneHne obcnefoBaHHbIX O0NbHbIX
XOBJ1 no nHpekcy CIIS

WHpekc, 6annbl CpepHeTskenoe Tsxenoe n
TeyeHue (n=48) KpauHe TsHkenoe
TeyeHue (n=76)
Menee 10 6annos, n (%) 19(39,6) 19 (25)
10-20 6annos, n (%) 25(52,1) 46 (60,5)
Bonee 20 6annos, n (%) 4(8,3) 11(14,5)

monale is not always conducted, and cardialgia is regarded
as cor pulmonale manifestation. In practice ECG remains the
first line method of previous myocardial infarction non-inva-
sive diagnostics. At the same time difficulties in differential di-
agnostics of myocardial damage connected with myocardial
infarction and heart remodeling concerned with chronic cor
pulmonale are not rare. ClIS index used in this work demon-
strates clear difference between patients with previous my-
ocardial infarction and patients without it, which can be used
in clinical practice for previous myocardial infarction diagnostics.

Conclusion

Data obtained in this study confirm that COPD associates
with cardiovascular diseases. CIIS index used in this work
demonstrates significant difference between patients with
previous myocardial infarction and patients without it,
which can be used in clinical practice for previous myocar-
dial infarction diagnostics in COPD patients.
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KapLnoBackynspHbix 3a0onesanmin y 6onbHbix XOBJT. Mo-
Nny4YeHHble flaHHble NoaTBepXaatoT ToT akT, 410 XOBbJT ac-
coummnpyeTcs ¢ psaoM 3aboneBaHnii cepaeHHO-COCYy INCTON
cnctembl. Cpeay nocnenHmx — Al (62,2%), MBC (27,0%),
aTepPOCKEPOTUYECKINI CTEHO3 COHHbIX apTepuii (43,6%),
XCH (23,6% ). 3Ha4nMbIMM hakTopamMm prcka passmTis BC
y 6onbHbIx XOBJ1 ABNAOTCS BO3PACT, TAXECTb TeYeHus
XOBJ1 1 BbipaxeHHOCTb BPOHX00BCTPYKLMM (CHMXEHME
O®B, ), cnctemHoe BocnaneHve (BbiCokmii ypoBeHb CPB).
MposeneHus MbC, B 4aCTHOCTV MHapKTa MYOKapaa, He
BCErfia VMeIoT TUMMYHYIO KIVHUYECKYIO CUMNTOMATVIKY, He-
penku 6e3boneBble popMbl. Ha 310 Heobxoanmo obpaliath
BHMMaHMe, Tak KaK y nauueHto ¢ XOBJ1 npu Hann4mm xpo-
HWYeCKOro JIero4Horo cepAla BpadamMu He Bcerga nposo-
LNTCA aKTMBHbIV nomck MIBC, a meloLmecs Kapayanrmm 4a-
CTO pacLLEeHVBAIOT Kak MPOsBIEHNS Nero4yHoro cepaua. B
NPaKTUYECKON AesTeNbHOCTM Hanboree pacnpoCTPaHEHHbIM
HEWHBa3MBHbIM METOAOM AMNATHOCTUKM NepeHeCceHHoro
MHapkTa M1okapa ocrtaetca IKI. B 1o xe Bpems, y na-
umeHToB ¢ XOBJ1 Hepeaku crydam CIOXKHOCTU anddepeH-
UManbHOM AMArHOCTUKM MOBPEXAEHUA M1okapaa, CBf-
3aHHOTO C MH(MAPKTOM MUOKapaa, 1 PeMOLeNIMPOBaHNEM
cepLa, CBA3aHHOMO C XPOHUYECKMM JIErOYHbIM CepPOLEM.
Mcnonb3yembin B gaHHon pabote nHaekc CIS gemoH-
CTPUPYET YETKOE pasnm4me Mexay naLmeHTamm C nepeHe-
CeHHbIM MHMAPKTOM MUOKaPLa U ero OTCYTCTBUEM, HTO MO-
KeT MCMOMb30BaThCA B KIMHUYECKOW NPaKTUKe Kak Cnocod
OMarHOCTUKM NepeHeCceHHOro MHMapKTa MMOKapAa.
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