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BaeMOCTHU pa3olLIUCh nocToBepHO (p=0,03). B Mmonenu Kokca
Hanmuue CJ12 yBeJIMYMBaJlo PUCK CMEPTHU B TeUEHHUE 5 JIeT B
1,2 paza (p=0,03). I[1pu aHanu3e MpUIMH cMepTH (Bcero 443
CJlyyaeB) BBISICHUIOCH, 4TO B rpyiine 6oabHbiX CHA2 52% wuc-
X0J0B 00yciioBiieHO nporpeccupoBanneM XCH, nipu oTcyr-
ctBur C/I2 ToabKo 41% MCXOmOB CBSI3aHBI C IIPOrpPecCcUpoBa-
nuem XCH (p=0,03).

BoiBoapl. CJI2 MOXHO CUMTaTh YaCThIM COMYTCTBYIOLLIMM
cocrositurieM rpu O1-XCH (mo 35% cay4aes). CJ12 yBenuyu-
BaeT PUCK IMOBTOPHOM TOCIUTAIN3ALMK BCACICTBUE Cepley-
HoOI1 HemocTaTroyHOCTU B TeueHue 18 mec. CJ12 siBisieTcst He3a-
BUCHMbBIM (DAKTOPOM pUCKA CMEPTH KakK B TeUEHHME MHIACKC-
HO rOCTIUTAJIM3allUM, TaK ¥ B TeUeHUE ciaeaytommx 18 mec u 5
JIeT (yBenuueHue prucka cmeptu 1,2—2,0 paza).

KJIFOYEBBIE CJIOBA

CaxapHblii 1uabeT 2-1o TUIMa, OCTpast AeKOMIIEHCUPOBaH-
Hasi XpOHMYECKasl ceplaeyHasi HeAOCTaTOYHOCTb.

*x k%
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CLINICAL CORRELATES OF THROMBODYNAMICS
IN MEN WITH METABOLIC SYNDROME:
THE IMPACT OF INSULIN RESISTANCE

LY. Pchelin', N.V. Hudiakova'?, A.N. Shishkin'

'Saint Petersburg State University, Saint-Petersburg, Russian
Federation

The Nikiforov Russian Center of Emergency and Radiation
Medicine, Saint-Petersburg, Russian Federation

Background. Hypercoagulation is one of the cardiovascular
risk factors in patients with metabolic syndrome (MS). It results
from various factors including hyperhomocysteinemia, endo-
thelial dysfunction, non-enzymatic glycation of proteins etc.

The aim — of this study was to assess clinical correlates of
thrombodynamics in insulin resistant and non insulin resistant
men with metabolic syndrome.

Material and methods. We investigated 79 patients with MS
diagnosed in accordance with IDF criteria (2009). The main
group consisted of 44 men with MS including insulin resis-
tance. The control group consisted of 35 men with MS not in-
cluding insulin resistance. In addition to routine clinical tests
we performed thrombodynamics assay and measured serum
levels of asymmetric dimethylarginine (ADMA) and homocys-
teine. Mann—Whitney U-test and Spearmen’s correlation co-
efficient (rs) were used for statistical analysis.

Results. There was no significant difference between
thrombodynamics parameters, ADMA and homocysteine lev-
els between the two groups. In both groups thrombodynamics
parameters had no correlations with body mass index, hemo-
globin level, platelet count and serum ADMA level. In patients
with insulin resistance clot density correlated positively with
serum level of C-reactive protein (rs=0.621; p=0.007); average
and initial rates of clot growth correlated positively with homo-
cysteine level (rs=0.539; p=0.017, and rs=0.554; p=0.014, re-
spectively). In patients with insulin resistance clot density and
rates of clot growth were not interrelated with the above men-
tioned parameters.

Conclusions. The results of the study suggest that insulin
resistant men with MS are characterized by clinical correlates
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between thrombodynamics parameters, homocysteine and C-
reactive protein levels while patients without insulin resistance
have other, unestablished determinants of clot density and rates
of clot growth.
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KAMHUYECKUE KOPPEASLIMM MOKA3ATEAEM
TPOMBOAUHAMUKN Y MYXKYNH C
METABOANYECKMM CUHAPOMOM: BAUAHUE
MHCYAUHOPE3NUCTEHTHOCTH

N.10. Mueann', H.B. XyasikoBa'?, A.H. lLnwkunn'

'OrbOY BO «CahkT-lNeTepbyprckuit rocyAapCTBeHHbIN
yHusepcuteT», CankT-leTepbypr, Poccuitickas Meaepaumns

*OIBbY «Bcepoccuickmnii LeHTp 3KCTPEHHOM M PaAMaLIMOHHOM
meanumnHbl M. A.M. Hukndpoposa», Cankt-letepbypr, Poccuitckas
Deaepaums

ObocHoBanue. ['mrepkoarynsinus sSIBISIETCSI OTHUM U3
$akTopoB, 00YCIOBINBAIOIINX BEICOKUI PUCK CEPAEUYHO-CO-
CYIUCTBIX COOBITHI y MAllMEHTOB C METabOTMYECKUM CUH-
npomoM (MC). OHa pa3BUBaeTCsI B CUJIY Pa3IMIHBIX MPH-
YUH, BKJIIOYAsT TUTIEPTOMOLMCTENHEMUIO, YHAOTEIUATBHYIO
nuchyHKUINIO, HepepMEeHTaTUBHOE TIMKUPOBAaHNE OEIKOB U
T.0.

Ilens nccaenoBannsi — OLIEHKA KIMHUYECKUX KOPPEIsi-
LIV TToKa3aTeseil TPOMOOAMHAMUKY Y MY>XKYWH C MeTaboIm-
YeCKUM CHIPOMOM B CITyJae HaJTU4¥s U OTCYTCTBUS MHCYIIH-
HOPE3UCTEHTHOCTH.

Marepuan u meroapl. ObGcnenoBanu 79 MalMEHTOB C
MC, muarHOCTUPOBAHHBIM B COOTBETCTBUM C KPUTEPUSIMU
MexnynaponHoit denepanuu nuadeta (2009). OcHoBHast
rpynmna BKJTouana 44 WHCYJIMHOPE3UCTEHTHBIX MallUeHTa C
MC. KoHTposbHas TpyIima BKJIoudana 35 MmyxxuyuH ¢ MC 6e3
WHCYTMHOPE3UCTEHTHOCTU. [IOMIUMO OLIEHKM CTaHAAapTHBIX
KIMHUKO-TTAa00paTOPHBIX TIOKa3aTesiell, MBI HUCCIeIOBAIN
1MOoKa3aTeau TPOMOOAMHAMUKM U CHIBOPOTOUYHBIE YPOBHU
acUMMeTpHYHOTO auMeTwiapruanHa (ADMA) u romouuc-
TenHa. [l CTAaTUCTUYECKOTO aHalu3a WCIOJIb30BaUCh
Kputepuii MaHHa—YUTHU M KO3(PDULIMEHT KOppersiuu
CnimpmeHa (rs).

PesynbraTel. 3HAUMMBIX MEXTPYMIIOBBIX PA3NUYUN TI0
ToKazarejsiM TpoMOOIUHAMUKU, YpoBHIO ADMA 1 roMonm-
CTerHa BBISIBIEHO He ObUTo. B obeux rpymmax mapaMeTpbl
TPOMOOIVMHAMUKN HE KOPPETUPOBAIM C WHAEKCOM MAacChl
Teia, ypOBHEM Te€MOTJIOONHA, KOJTMYECTBOM TPOMOOLIMTOB U
CBhIBOPOTOYHOM KoHLIeHTpauueii ADMA. ¥V nauueHToB ¢ MH-
CYJTMHOPE3UCTEHTHOCTHIO IJIOTHOCTh CTYCTKA TIOJIOKUTETEHO
KoppeupoBaia ¢ ypoBHeM C-peaktuBHOro oesika (rs=0,621;
p=0,007), a cpenHsia 1 HaYaJbHasi CKOPOCTh POCTA CTYCTKA —
¢ ypoBHeM romommctenHa (rs=0,539; p=0,017 u rs=0,554;
p=0,014 cooTBeTCTBEHHO). Y MAaIIMEHTOB 03 MHCYJIMHOPE3U-
CTEHTHOCTH TUIOTHOCTB CTyCTKA U TI0KA3aTeN CKOPOCTU PO-
CTa CTyCcTKa He KOPPEJMPOBAJIH C BHILIIEYKAa3aHHBIMU MTapaMeT-
pamu.

BoiBoapl. Pe3ynbraThl uccienoBaHusi CBUAETENLCTBYIOT O
TOM, YTO y MHCYJIMHOPE3UCTEHTHBIX My>kurH ¢ MC moka3zate-
T TPOMOOIMHAMUKY KOPPETUPYIOT C YPOBHEM TOMOIIUCTEH -
Ha 1 C-peakTUBHOTO Oenka, B TO BpeMs KaK y MalNeHTOB C
MC 6e3 UHCYTMHOPE3NCTEHTHOCTH AeTePMUHAHTHI Y KITMHU-
YecKre KOpPPEeNsIuy TUIOTHOCTU CTYCTKa M CKOPOCTH POCTa
CTyCTKA OCTAIOTCST HEM3BECTHBIMMU.
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KIIOYEBBIE CJI0OBA

T'urepkoarysisiuyst, METa0OIMYECKUI CUHIPOM, MHCYJIU -
HOPE3UCTEHTHOCTD.

NH®OPMAILINA O PUHAHCUPOBAHNN

HccnenoBaHue BBITOJHEHO IIPY MOAAepkKKe rpanTa IIpe-
sugeHTra PO MK-5632.2015.7.
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THE EFFECT OF PREOPERATIVE BLOOD GLUCOSE
CONTROL ON POSTOPERATIVE VALUES

M. Amashukeli

Chapidze Emergency Cardiology Center, Thilisi, Georgia

Background and aims. It has been largely studied and prov-
en that tight glycemic control is necessary for the favorable out-
come of coronary artery bypass graft (CABG) as it is associated
with less morbidity and mortality. Insulin is considered as the
fastest and safest means to control blood glucose in patients
with type 2 diabetes mellitus (T2DM) in perioperative period.
The aim of our study was to assess the preoperative risk factors
for hyperglycemia after CABG.

Material and methods. 70 insulin-naive T2DM patients un-
dergoing CABG were included in the study. Anthropometric,
biochemical and hormonal examinations were performed before
the operation. Hyperglycemia was managed with insulin. Con-
tinuous intravenous insulin infusion was used according to the
Portland Protocol until the third postoperative day (target serum
glucose concentration <180 mg/dl). Patients were switched to
subcutaneous insulin injections using intermediate and fast act-
ing insulin after moving to the ward (Insulatard 100 IU/ml, Actr-
apid 100 IU/ml, Novo Nordisk A/S) until the day of discharge.
All patients had 3—4 times daily capillary blood glucose check in
the ward and mean daily glucose value was calculated.

Results. The postoperative blood glucose values correlated
significantly with the preoperative HbA values (p<0.05). The
daily dose of insulin required to correct hyperglycemia corre-
lated more with HbA  values (p<0.005) than with patients’
weight (p<0.05).

Conclusion. The preoperative good metabolic control in
necessary for the patients awaiting CABG. The value of HbAlc
should be considered to estimate the daily dose of insulin.

KEYWORDS

Type 2 diabetes mellitus, insulin, CABG; HbA

BAUAHUE KOHTPOASA TAUKEMWU B
MPEAOMNEPALUIMOHHOM MNMEPUOAE HA UCXOADI
XUPYPTUYECKOTO BMEIUATEABCTBA

M.I. Amawykean

LIeHTp HEOTAOXKHOM KapAMOAOTMK MMeHM akasemmka [ Hanuase,
Touamncu, Mpysus

BBenenue u neb. M3BeCTHBIM U JOKa3aHHBIM (aKTOM
YCIEUIHOIO MPOBEACHUS a0PTOKOPOHAPHOTO LIYHTUPOBAHUS
(AKII) cuMTaeTcsl NOCTUXKEHUE LIEJIEBBbIX 3HAUEHUil IIIMKe-
MWU B CTPOIO perjiaMeHTUPOBAHHBIX paMKaX, MIOCKOJIbKY ac-
COLMUPYETCA COYMHEHUEM Pa3BUTHUSI OCIIOXKHEHUI U CMEPT-
HOCTU B ITOCJIEONIEPALlMOHHOM Iiepuoze. Mcnonb3oBanue nH-
CYJINHA CUYUTAETCH CaMbIM OBICTPBIM U O€30IIaCHBIM METOIOM
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KOHTPOJISI NIMKEMUH Y MALIMEHTOB C CaXapHbIM A1abeTOM 2-T0
tuna (CI2).

Ienn uccenoBaHus — MPOBeIEHYE OLEHKU MpeaoIepary-
OHHBIX (DaKTOPOB pHUCKA B YCIOBUSIX TMIIOIJIMKEMUM IIOCIIE
AKIIL.

Marepuan u Metoabl. B riccienoBaHue ObUIM BKITIOYEHBI
70 nmaumeHtoB ¢ C/2 Ha uHcynuHoTepanuu mnociie AKII.
IIpenonepainmoHHoe o6clief0oBaHNE BKIIIOYAIO OMNpeaeIeHue
AHTPOITOMETPUYECKUX, OMOXMMMYECKMX M TOPMOHAIbHBIX
nokaszatesieil. [uneprMkeMust KOIMPoBaaach BBEIEHUEM UH-
cynuHa. HermnpepbiBHass BHYTpHMBEHHAsh MHCYJIMHOTEpAIIUs
npoBoawiack corinacHo IToasckomy Ilporokony g0 3-ro mo-
CJIEONEPALIMOHHOIO AHS BKJIIOYUTEIbHO (LIeJCBBIMM 3HAYe-
HUAMU muKeMun cuutanuch <180 mr/mn). [epeBon Ha mom-
KOXHOE BBeIeHUE MHCYJIMHA KOPOTKOIO U YIbTPAaKOPOTKOIO
NEWCTBUS OCYIIECTBIISUICS TTOCIIe TepeBoia MalMeHTa B majia-
1y (Insulatard 100 IU/ml, Actrapid 100 IU/ml, Novo Nordisk
A/S) BIJIOTH [0 BBIMMCKU. BceM mMammeHTaM MpOBOAMIICS
€XeIHEBHBIII KOHTPOJIb YPOBHS IJIIOKO3bl B KaNMLISIPHOM
KpoBU (B cpenHeM 3—4 pa3a B JIeHb C ITOJACYETOM CPEIHEro
YPOBHSI INIMKEMUH 3a CYTKH).

Pesynbrathl. 3HaueHUs] DIMKEMUU B IIOCIECOINEPALIMOH-
HOM IIepUoIe KOppeaupyoT ¢ yposHeM HbA B mpenonepa-
moHHOM (p<0,05). CyrouHble 103bl MHCYJIMHA UMEIOT OoJiee
CHJIbHYIO KOPPEIALUMOHHYIO B3aUMOCBA3b ¢ ypoBHeM HDbA
(»<0,005), yem ¢ maccoii Tena nanueHTta (p<0,05).

BoiBoapl. JlocTikeHUE 11eJIeBbIX 3HAYEHU I TIIMKEMUU SIB-
JisieTcsl 00s13aTeIbHBIM JUIS MaluKreHToB, oxuaatommx AKII.
1t pacyeTa ONTUMAIbHBIX 103 MHCYJIMHA CIeIyeT paccMaT-
PUBATh UCXOMHBIMA ypoBeHb HbA .

KJIIOYEBBIE CJIOBA

CaxapHblii 11abeT 2-T0 TUIa, AOPTOKOPOHAPHOE IIIYHTH -
posanue, HbA , mHCymMHOTEpanus.

*x k%
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ADVANCED GLYCATION END PRODUCTS,
FIBROBLAST GROWTH FACTORS AND

THE DEVELOPMENT OF ATHEROSCLEROSIS
IN PATIENTS WITH DIABETES

E.V. Ivannikova', V.Y. Kalashnikov?, O.M. Smirnova?

'A.N. Bakoulev Scientific Center for Cardiovascular Surgery,
Moscow, Russian Federation

2Endocrinology Research Centre, Moscow, Russian Federation

Introduction. Atherosclerotic processes are more pro-
nounced at diabetes mellitus (DM). Chronic hyperglycemia
activated pathological mechanisms of restructuring the con-
nective tissue, including the vascular wall. Fibroblasts are the
main cellular components. Activation of the transforming
growth factor (TGFf1), basic fibroblast growth factor (3-FGF),
produced by fibroblasts, inflammatory markers (interleukin-6
(IL-6), tumor necrosis factor (a-TNF), advanced glycation
endproducts (AGE) and their receptors (rAGE), may have im-
portant prognostic value.

Objective. To investigate the level AGE, TGFf1 and B-FGF
in patients with severity atherosclerosis coronary artery disease
(CAD), to compare with normal blood glucose and DM.

Material and methods. The study involved two groups of
patients with CAD: 56 patients of the first group had normal
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