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Adpec 3a KopecrioHOeHyUsT:

KapotugHata yntpacoHorpadusi, Ypes onpegensiHe Ha intima-media thickness
(IMT), e nobpe OokasaH AUArHOCTUYEH METOZ 3a reHepanuampaHa aTepockre-
po3a, 1 e cBbp3aHa C akTopuTe 3a CbpAeyHO-CbAoBKU 3abonsiBaHusa (CC3).
Mpeon HsKOMKO OeceTuneTvs e npeasioxeHa xunoTe3ara, yYe AedUUMTBT Ha
KEnsA30To MMa 3aluTHa ponsi cpeLly 3abonsBaHus Ha cbpueTo. 1o To3u HaunH
ce 00sicHsIBa MexaynonoBaTa pasnuka npu yectotata Ha CC3 n yBenvyaBaHe-
TO Ha criydauTe Ha 3abonsiemMocCT Npu XeHUTe cref HacTbMNBaHe Ha MeHonaysa-
Ta. [oHacTosILLEeM HSAKOMNKO NPOYyYBaHUsi CbCPeaoTo4YaBaT BHUMAHUETO CU Bbp-
Xy Bpb3KaTa Mexay HuBaTa Ha xens3o B opraHuama n CC3. Hakom oT Tax noT-
BbpXX4aBaT 3aBMCMMOCTTa Mexay YeCcToTO KpbBoAapsiBaHe U (CYyO)KMMHUYHOTO
pa3BuTME Ha aTepockrnepos3a, a He Ha CC3. [pyru aBTopM ycTaHOBSIBAT Hama-
NeHu HMBa Ha hepuTVH B OpraHMama, HamarneH okcuaaTuBeH cTpec 1 nogobpe-
Ha cbaoBa PYHKUMS, yCTAHOBEHa Ype3 MeAMMpaHo OT KPpbBOTOKA CbAOBO pas-
LUMpeHre NMpu xopa, AapsiBally YeCTO KPbB, B CPaBHEHME C NO-psiaKo AapsiBa-
wmTe. Mpes 2001 r. e OTKPUT NENTUA C aHTUMUKPOOHO AENCTBUE, HapeyeH xen-
cuavH. Tasn manka 25-aMUHOKMCeNUHHA MOoseKkyna uma Kr4oBa pons B Cuc-
TemHaTa perynauus Ha XxomeocTasaTta Ha Xensi3o. XencuanHbT ce CUHTe3upa
OT peamua KneTkn, Ho BOAELLO 3HavYeHre nvaT xenatoumTuTe. Bpb3kata mexay
HMBaTa Ha XencuAuH 1 OTHOLUEHMETO XeNnCUANH/EPUTUH C HANMMUMETO Ha nna-
kn n ABI, gBata Han-TouHu NIMA mMapkepa 3a aTepockrneposa, NoTBbpXaaBa
y4acTuMeTo Ha XencuavHa B pasBUTMETO Ha aTepockneposata. lentmabT nma
yCTaHOBEHa pons npw nporpeca Ha CbpAeYHO-CbA0BU 1 MeTabonuTHK 3abons-
BaHus.
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Abstract:

Carotid ultrasonography by determining intima-media thickness (IMT) is a well-
proven diagnostic method for generalized atherosclerosis and is associated with
cardiovascular disease factors. A few decades ago, the hypothesis that iron
deficiency has a defensive role against heart disease is suggested. This
explains the gender difference in the cardio-vascular diseases (CVD) frequency
and the increase in incidence of female morbidity after menopause. At present,
several studies focus on the relationship between iron levels in organisms and
CVD. Some of them confirm the dependence on frequent blood donation and
(sub) clinical development of atherosclerosis, but not CVD. Other authors have
found reduced body ferritin levels, reduced oxidative stress, and improved
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vascular function, as measured by blood-borne vascular expansion in people
who often donate blood, compared to the less common donors. In 2001 a
peptide with an antimicrobial action called hepcidin was discovered. This small,
25-amino acid molecule has a key role in the systemic regulation of iron
homeostasis. Hepcidin is synthesized from a number of cells, but hepatocytes
are with major importance. The relationship between hepcidin levels and
hepcidin/ferritin ratio with plagues and ABI, (the two most accurate NIMA
markers for atherosclerosis), confirms hepcidin involvement in the development
of atherosclerosis. The peptide has an established role in the progression of
cardiovascular and metabolic diseases.

hepcidin, atherosclerosis, iron, demntion, IMT, CVD, ABI, NIMA
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MAPKEPU 3A CbPOEYHO-CbAOB CTPEC
N CYBKIMUHNYHA ATEPOCKNEPO3A

KapotugHata ynTpacoHorpadwusi, 4pes3 onpe-
gensHe Ha intima-media thickness (IMT), e gobpe
[oKasaH OMarHoCTMYEH METO[ 3a reHepanusmpaHa
aTepockneposa [1, 2] n e cBbp3aHa c dakTopuTe
3a cbpaeyvHo-cbaoBu 3abonasaHusa (CC3) [3, 4]. Ta
MOXe [a Ce M3Mon3Ba CblUo KaTo MnpeaukTop 3a
MuUoKapaeH WHAapPKT, MHCYNT, KOPOHAPHO CbOOBO
3abonsaBaHe [5-7]. KapotngHata IMT npocneasisa
cybknuHndHaTa atepockneposa [4, 8].

CobluecTByBaT HSKOMKO Mapkepa 3a OueHKa Ha
KapamoBackynapeH ctpec — growth differentiation fac-
tor-15 (GDF-15), soluble ST2 (sST2), u high-sensitivi-
ty troponin | (hsTnl) [9-12]. Bce no-ronam uHTepec
Oyan yd4actmeTo Ha xencuauHa — nentvga, perynu-
paly XxoMeocTa3aTa Ha Xens3o B ateporeHesata U
nporpeca Ha aTepOCKNEPOTUHHUTE N3MEHEHMSI.
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XENCUOUHBT KOPEJNIUPA C HATIMYUETO
HA ATEPOCKIEPOTUYHU MNMIAKH

Mpean Hsakonko pecetunetnss CownueaH [13]
npegnara xunotesarta, 4Ye OedUUMTBT Ha Xensi3o
MMa 3alUuUTHa ponsi cpeLLy 3abonsiBaHMs Ha CbpLETO.
C Hest TON Lenan ga obsicHW Mexaynonosara pasnu-
Ka B yecTtoTata Ha CC3 n yBennyaBaHeTo Ha 3abo-
NSemMocTTa Npu XeHuTe cref HacTbMBaHe Ha MEHO-
nasysata. Cnopepg Tasmn xunoTesa 3arybata Ha >xens-
30 MO BpPEME HAa MEHCTpyarieH LUKbM ce CBbp3Ba C
Mankusa puck ot CC3 npu xeHute npean HacTbneaHe
Ha MeHonaysaTta B CpaBHEHME C XEeHU B MeHonay3a 1
¢ Mbxe. [Npegnonarano ce € ydyacTve Ha pedokc ak-
TMBHOCTTA Ha ens3oTo [14], katanuaunpallo obpasy-
BaHETO Ha peaKTuBHM KucriopogHu udactuum (ROS),
KouTo okucnsesanu LDL xonectepona. Toa oT cBos
CTpaHa nopaxagaro doopMupaHe Ha NEHECTU KNETKM 1
pa3BuTMe Ha aTepockreposa [15, 16].

FrT T

5
L

'[’DMT-]

\
= # \ I| Fﬁ’;\‘ Erythrophagocyto TLR-2 ! |
B s : S Break-down of =~ TJLR-17[8 - /
~— Steap-3 2 ~TLR-1 /748
'/ \J& D A iR i I"{;i MydBE /f
| : ‘ OMT-154 'Steap_jfk ﬁ el | v el 7
Early 4 N :. it TLR-9
{ Fe —— ;J! /
| agosome Folt 4 £
/ phag Radicals™ ™" DM - %Mydsm Vi
| oM £ i T
- r HiB. NAAMP-1 ? {
Fe? x. N ¥ ; |
L4 ra't hame 3 1
I| LysosOme ol — \
" Y i ® \
\ & AL S \
\ e JEP  NRAMP E — 4
A e 3 oo FY. 74 Eapres:ianf:f okine \
\ Ferritin Fe™ phagosome Endoplasmic and iron-related genes |
reticgiim § ACOTOGONS |

N :
\

MNucleus S

A L &
. Ferropartin '
T femoport " . N = =
T “ Prohepeidin—"
S o~
Cerruboplasmmin (8 l\ > -

Hepcidin

@ur. 1. Perynaumsa Ha meTabonunama Ha Xens3oTo OT XencuanHa npu pasnunyHu CbCTOAHUS,
BKI1. XPOHUYHU MH(EKLUN, XPOHMYHO Bb3naneHue, TYMOpHM npouecu (no Kroot JJ, 2011)
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Hskonko npoy4BaHus CbCpeaoToyaBaT BHUMA-
HMETO CU BbPXY Bpb3kaTa Mexady HMBaTa Ha Xensas3o
B opraHmsama n CC3. Hskon OT TsX noTebpxaasat
BeYe CbluecTByBawaTa xunotesa [17-20], gokaTo
Ascherio un cbTp. [21] nokaseaT cunHaTa Bpb3ka
MeXay HUCKUTE CepyMHU HMBa Ha (DEPUTUH B pesyr-
TaT Ha 4YecTOTO KpbBOAApsiBAHE W MPOABLIDKUTEN-
HOCTTa Ha XMBOT, HO Ye Te HAMAaT OTHOLIEHUE KbM
pa3suTMeTo Ha atanHu CC3. [dpyrn npoyqBaHusi
MOCOYBAT 3aBMCMMOCTTA MeXAy YeCcTO KpbBOAApS-
BaHe U (CYO)KIMMHUYHOTO pas3BUTUE Ha aTepPOCKIEepo-
3a, a He Ha CC3 [22-24]. Zheng u cbTp. [22] HamupaT
HamaneHu HMBa Ha PEPUTVH B OpraHn3ma, MOHUXKEH
oKcMaaTMBEH cTpec 1 nogobpeHa cbaoBa (PYHKLMS,
yCTaHOBEHA Ype3 MeauMpaHo OT KPbBOTOKA CbOBO
paswvpeHe npu xopa, OapsBalliyM 4ecTo KPbB, B
CpaBHeHWE C Mno-psiako dapsiBawmTe. Engberink n
CbTp. [23] npaBaT 3aknouveHve, 4e intima-media
thickness (IMT) Ha egHa v Ccblla kapoTuaHa apTepus
€ NeKko HamarneHa npu psgko gapsBalliuTe KpbB.
Peffer n cbTp. [24] ycTtaHoBSABaT, Ye CEpyMHUTE HMBA
Ha PepUTMH Ca 3HAYUTENHO MO-HUCKWU MPU XOpa, Kou-
TO Ca YeCTn KpbBOOAPWUTENW, CMPAMO Te3Wn, KOUTO
JapsiBaT KPbB PSAKO, HO He ca HanmpaBunm Mo-
3aabnboyeHo pasrnexgaHe Ha Bpb3kata € IMT,
pulse-wave velocity n ankle-brachial index (ABI).

Mpe3 2001 r. e OTKPUT NEenTUg ¢ aHTUMUKPOOHO
Jencrteune, HapedeH xencuauH [25]. Tasm manka 25-
aMUHOKMCENWHHA MOMeKyna uma KrwoyoBa pons B
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CMCTEeMHaTa perynauusi Ha XxoMeocTasaTa Ha xe-
nsa3o [26]. XencuguHbT ce CUMHTEe3Mpa OT peguua
KNeTKM, HO BOAELLO 3HAaYeHNe umaT XenaTouuTuTe.
HeroBusaT cuHTE3 HapacTBa Npv NOBULLEHW HMBA Ha
XKensa3o 1 OT Bb3nanuTenHuTe LUTOKMHU, @ KOHLEH-
TpauuaTa Hamansiea npu xxeneseH AedUUNT U HUC-
KO KMCIOPOAHO HacuwaHe. XencuanHbT ce CBbp3-
Ba C BbTPEKNETbYHUSI EKCTopTep Ha Xens3o, de-
pornopTuHa no membpaHaTta Ha Makpodarute, npe-
OV3BMKBANKM NMPOMEHM B pa3npeneneHneTo Ha xe-
nss3oTo, Gnokupanku ro B knetkute [27]. Xencuau-
HbT € JOMbIHUTENEH MokasaTtern, Heobxoaum 3a
oueHka Ha obmsHaTa Ha Xensi30, Mopagu LEHT-
panHata My pons B OOMsiHaTa Ha MUKpOEeneMeHTa.
JonbnHUTEenHO, OTHOLLEHUsTa XencuaguH Kbm de-
PUTUH U XEeNCUAMH KbM TpaHCEPMHOBO HacuLlaHe
(TS) ca nHgOpMaTMBHM MPU OLEHKA Ha XOMeocTa-
3aTa Ha Xenaso, NpeacTaBsanKM 3aBUCMMOCTTa Ha
xencugmnHoBaTa ekcrnpecus OT LMPKynupaLoto u
CbXpPaHEHO Xensa3o B opraHmama [28, 29]. Mpeano-
nara ce, Ye NMOBULLEHOTO HUBO Ha XENCUAWH MOXe
Ja gosefe 40 HapacTBaHe Ha pucka ot CC3 upes
3abaBsHe Ha mMobunM3auusaTa Ha Xens3o OT Mak-
pocdharute. CamoTO >Xens3o, HaTpynaHo B Te3u
KneTku, ru npespblia B ateporeHHu [30, 31]. Cob-
LLlecTBYBaT [okasaTesficTBa 3a y4yacTMeTO Ha Xen-
CVOVHa B pa3BUTUETO Ha aTEPOCKNEPOTUYHUSA NPO-
uec npu in vitro npoy4BaHmsa 1M Npu NaumMeHTu Ha
xemoamanmsa [32-36].
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®dur. 2. YyacTve Ha xencuanHa B obpasyBaHeToO Ha aTepocknepoTuyHu nnaku (no Van der Weerd NC, 2012)

HanuuveTto Ha nnakv e no-Aobbp npeaukrTop 3a
puck oT MuokapaeH nHdapkt (MI) cnpsmo IMT [37].
Ot gpyra ctpaHa, ABI ce npynara pyTMHHO B npak-
Tukata no NIMA. BpbskaTa mexagy HuBaTta Ha xen-
CUOWH N OTHOLLUEHNETO XencuauH/pepuTuH ¢ Hanu-
yneTo Ha nnaku un ABI, geata Han-TouHn NIMA map-

Kepa 3a aTepockneposa, NoTBbpXKAaBa ydacTneTo
Ha xerncuguvHa B pa3BMTMETO Ha aTepockrneposaTa.
MenTMabT MMa ycTaHOBEHa pons npu nporpeca Ha
CbpAEYHO-CbA0BM U MeTabonuTHW 3abonsiBaHuS.
Mpn nNauneHT Ha XPOHWYHa Avanusa XencuauvHbT
ce CBbp3Ba C apTepuanHaTa purngHocT n CC3 [32,
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33]. Valenti n cbTp. [26] ycTaHOoBsIBaT Kopenauus
MeXay XencuamHa U MOHOLIMTHUSI XeMOoaTpaKTaHTEH
nNpoTenH-1 Npu naumeHTn ¢ MeTabonuTHU HapyLue-
HVS 1 Tasn Bpb3ka € He3aBWCUM MPeauKTop Ha Ha-
NMYMeTo Ha KapoTuaHW nnaku. B gpyro npoy4ysaHe
Valenti n cbTp. [39] ycTaHOBsIBaT Bpb3Kkata Mexay

XEncuauH 1 KapoTMAHW MnakM MNpy HEeankoXorHOo
MacTHO 3abonsiBaHe Ha YepHus apob. JonbnHuTen-
HO e yCTaHOBEHO HapacTBaHe Ha CepyMHUTE HuBa
Ha XencuauvH npu NauueHTU CbC 3aTNbCTABaHeE U
apyrv  MeTabonuTHM  HapylleHusl, TpaauUMOHHO
cBbp3BaHu cbe CC3 [40-42].

Blood vessel with atherosclerotic plaque
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®ur. 3. YyacTve Ha xencuguHa B yBpeXxaaHeTo Ha kneTtkuTe (no Ganz T, 2012)

XencuanHbT NpPeav3BuKBa OTraraHe Ha Xensaso
B Makpodarute B aTepOCKNEPOTUYHUTE MMaku C
yBenuM4aBaHe Ha nunuaHaTta nepokcvMaaums u npor-
pecnsa Ha neHectute knetku [30], koeTo BoAM A0
puck OT atepocknepo3a. Saeed n cbTp. [35] AEMOH-
CTpupaT, Ye C NoTUCKaHe YepHoapobHaTa cekpeLms
Ha XencuauH ce HamansiBa HUBOTO Ha Xens3o B
Makpodparnte, KOeTo MOoHWXaBa obpa3yBaHEeTO Ha
NeHecTUTe KINeTKM U aTepOCKNEPOTUYHUTE NPOMEHMU.
M3nonaBarku MOHOLMTU OT aTepPOCKIEPOTUYHN Nia-
ku, Finn n cbTp. [36] AoKka3BaT, Ye XEeNCUAMHBLT yBe-
nnyaBa BbTPEKNETbYHOTO HMBO Ha Kensi3o, Bogew-
kv Jo noBuLleHo obpasyBaHe Ha ROS v HamansBa-
He Ha xorecTtepornoBusi edrykc. CbOTHOLLEHNETO
xencmanH/epuTnH € NHPOPMaTUBHO OTHOCHO BbT-
PEKETBYHOTO HMBO Ha XEensa30, KOETO MMa 3Hauu-
TernHa Bpb3ka C HanuyneTo Ha nnakv n ABIL. ToBa
[oKa3Ba porsita Ha xencuavHa n eputuHa B pas-
BUTUETO Ha aTepockreposaTa [17-23]. ToBa 6u mor-
no aa obscHM 1 napagokca OT nuncarta Ha aTepock-
NepoTUYHM NPOMEHWN MpU MaLUUeHTU C XeMoXpoma-
To3a (HFE), BbNpeku 3HAYMTENHOTO OTfaraHe Ha
xenaso [30, 31, 43]. HACKOTO HMBO Ha apTepuanHu
KOpoHapHu 3abongaeaHus npu naumeHTu ¢ f-tana-
ceMus Marop 1 uHTepmeaus [44, 45] moxe ga ce
CBbpXEe C MOBULLEHWUTE HYXaM OT XOrecTeporn B pe-
3ynTaT Ha epuTpouaHa Xunepnnasvs, U BbMPeKu
TOBa B CbY€TaHMe C HUCKM CEPYMHU HMBA Ha Xorec-
Tepon [44]. MNpwn Te3an naumMeHTU HUCKUTE HMBA Ha
XEencuanH ce cuuta, 4e umaTt NPOTEeKTMBHA porns
cnpsimo passuTme Ha CC3 [46, 47].

XencuanHbT 61 Morbn Aa 6bAe HOB Mapkep 3a
paHHa gmarHocTuka Ha CCS3.

XOMOLMCTEUHDBT U PONATA MY
B ETUONOMMATAHA CC3

XomoumctenHbT (Hey) ce dhopmmpa OT METUOHM-
Ha 4pe3 MbTA Ha TpaHcmeTunupaHe [48]. INpes 60-Te
roavHu Ha MyHanus Bek, McCully [49] cbobLiaBa, Ye
atepocknepo3ata M TpombosaTa ca CbCTOSIHUS,
CBbp3aHM C XOMoUMUCTEMHYpuUsTa (Npy BpoaeH aedun-
UWT Ha UWCTaTUOH [B-CUHTa3a) U 3HAYUTENHO BUCOKM
HMBa Ha Hcy B kpbBTa (Yecto > 500 umol/L), n npea-
nonara, Ye TOBa € CBbP3aHO C HapyLLlaBaHe LienocTTa
Ha cbAoBaTa cTeHa. Ta3n xvnoTesa Tbpnu HOBO pas-
BuTME npe3 1991 r., korato Clarke n cb1p. [50] cbOO-
LaBaT 3a XUNepxoMouUCTEMHEMMSATA KaTo He3aBu-
CMM PUCKOB haKTop 3a CbpAeYHO-CHAOBK 3abonsBa-
Hua (CC3). lNpoBedeHM ca HSAKOMKO NpOoyYBaHus,
CBBbP3BaLUM HUCKUTE KOHLIEHTPALIMM HA XOMOLMCTENH
npu cynrnemeHTMpaHe C BUTaMUHK OT rpynarta B (B
YacTHOCT cpornveBa KucenuHa) C uern HamansiBaHe
pucka ot CC3. 3a cbxKaneHue, Te He ycnsasaTt Aa ao-
KaxkaT possiTa Ha XOMOLIMCTENHA B HamansiBaHETO Ha
pucka ot CC3 [51]. NoBeyveTo nNpoyyBaHnsa cTuraT oo
n3BoA4a, Y€ HamansiBaHETO Ha XOMOLUMCTeMHa He e
NpPsIKO CBBbP3aHO C pedyumpaHe Ha pucka ot CC3, a
Yye CbLLEeCTBYBa 3aBUCMMOCT MEXOY HErOBUTE HMBA U
apyr (No ToBa BpeMe BCe OLLe HEeYCTaHOBEH) MapKep
3a paHHa guarHo3a Ha CC3. XoMOoUuMCTEMHBT MMa
npsika Bpb3ka C HECBBbP3aHOTO XENA30 KaTo He3aBu-
cum puckoB hakTop 3a CC3 [52].
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®dur. 4. YBpexxaaHe Ha knetkute ot ROS, okucneH LDL (no Finn AV, 2012)

MoBuweHnte cepymHn HmBa Ha LDL xonecTte-
pona (LDL-C) TpagnMuMoHHO ce CBbp3BaT C HaCTbM-
BaHeTo Ha CC3. HuBoTO Ha okucneHus LDL xonec-
Tepon ce nokaysa B xofa Ha ateporeHesarta. Okuc-
nutenHo npomeHeHnsaT LDL-C npomeHs CTpyk-
Typata u pyHKUUSITa Ha eHOOTENHUTE KIETKM 1 Ypes
XeMOoaTpaKkTaHT! NpuBAMYAT MOHOUMTU B CcybeHao-
TENHOTO NPOCTPaAHCTBO, KbAETO KINeTKUTe ce Mnpes-
pbliaT B NUNMA-CbAbPXALM MEHECTM KNEeTKM Ha
aTeporeHHata nnaka [52]. Xenasoto katanuaupa
00pa3yBaHeTO Ha peakTMBHU KUCIOPOAHW pagmKkanm
(ROS). Ot gpyra cTpaHa, Ma goka3aTencrea, Ye 1
M3MULLBKBT Ha XEensi3o BoAW [0 MOBULLEH PUCK OT
CC3 [53]. B kpaiiHa cmeTka kaKTo MOBMLLUEHOTO, Taka
MU HamMarneHoTO HMBO Ha Xensi30 B OpraHu3ma ce
CBbP3BaT MO Pa3NMYHU MeXaHU3MW C HapacTBaHe
pucka oT passutme Ha CC3 [54]. ObmsaHaTa Ha xe-
NA30TO Ce CBbp3Ba C HErOBOTO OCBOOOXAaBaHe OT

Ox-LDL
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TpaHcdeprHa, epUTMHa U CEKBECTPUPAHUTE EpUT-
pounTn [55]. CBbpP3BaAHETO Ha Xensi3o ¢ TpaHcde-
pvHa M HEroBOTO OCBOOOXOaBaHe B €HO030MUTE
npoTMya B MOYTU BCUYKM KINETKU Ha opraHuama. To-
Ba Xens3o e cBoOOAHO M MMa PYHKUMS Aa KaTanu-
3upa okcmpauuata [56]. Okono 50% oT YyepHOapoO-
HOTO Xens30 e nog doopmaTa Ha (PepuTUH, OTKPUT B
yutonnasmata um nusosomute [55]. JIn3ozoMHOTO
ycBOsiBaHe Ha (DepuUTMH B Kucena cpeda BoAau o
ocBoboXgaBaHe Ha Marku KonuMyectBa CBODOAHO
*erns3o. MpouechT 3a peumKMpaHe Ha XXenss3oTo B
peTuKyno-eHaoTeNHaTa cucrtema € Heobxogum 3a
dhopmmpaHe Ha HOBM €pUTPOLIUTU B KOCTHUS MO3bK
[57]. Npegnonara ce, Y& METUOHUHBT, S-aAeHO3UN-
XOMOLIMCTEVMHBT M UUCTATMOHBT Ca HEMPEKbCHATO
N3MOXeHM Ha aTaku oT cBODOOHO XKerns30 Nno Bpeme
Ha HeroBaTta obMsiHa, KOeTo Boau Ao obpasyBaHe Ha
XOMOLIMCTEVH.

¢ Intracellular lipids |

Oxidative stress |

Inflammation |
Apoptosis |

Atherosclarosis

®ur. 5. YyacTve Ha xencuauHa npu gectabunmsnpaHe Ha aTepocknepoTuyHuTe nnaku (no Li JJ, 2012)
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Manko Ha Gpown ca nNpoBedeHUTE MPOyYBaHUS,
obfAcHABalLM Bpb3KaTa Mexay XOMOUMCTEMHA W
xenasoTto. Daher n Van Lente [58] ycrtaHoBsBaT
3HauMTEnNHa MonoXuTernHa KopenauvoHHa 3aBUCK-
MOCT MexXdy XOMOLUMCTEUHa U XenasoTo. Zheng u
cbTp. [59] AoKkasBaT HapacTBaHe Ha XOMOLMCTEU-
HOBWTE NNasMeHW HWBa MpW NauMeHTun, nonyyasa-
LM XKernsa30 U METUOHMWH, CNpsMO Tesu, rnornyyasa-
LM AOMBIHUTENHO caMO MeTUOHWH. ChlyecTByBat
N WHOMPEKTHW [oKas3aTericTeBa 3a Bpb3kata Mexay
XOMOLMCTEUH U Xenaso — C HanpeiBaHe Ha Bb3-
pactTa nnasMeHWTe HMBa Ha Hcy ce yBenuuyasar;
nopgobHa TeHAeHUus ce Habnogasa 1 Npu Xensso-
TO B AenaTa Ha opraHusma. [1nasmeHnTe HMBa Ha
Hcy ca no-Bucokun npu MbXxeTe, KOeTO e yCTaHoBe-
HO M MO OTHOLLUEHWE Ha CEePYMHUTE KOHLEeHTpaumm
Ha ens30To [59].

Mathioli n cbTp. [60] ycTaHOBSIBAT 3HaUYUTENHA
KopenawuuoHHa 3aBUCUMOCT MEXAY CEPYMHUTE HU-
Ba Ha Xensa3o v nnasmeHus Hcy npu Mbxe ¢ M1o-
KapgeH vHdapkT. Hueoto Ha LDL-C cbLo nokassa
kopenaumnsa ¢ xenasorto. Schiepers n Durga [61]
cboOLlaBaT 3a 3HauUUTErNHa MONoXWUTENHa Kopena-
unst Mexay nnasmeHuTe HuBa Ha Hcy n depuTuH B
cepym. Lioupis u cbTp. [62] ycTaHOBsIBaT 3Ha4u-
TenHa NonoXxuTernHa 3aBUCMMOCT MEXAy HMBaTa Ha
Hcy v xens3o npu nnaku Ha kapoTugHaTa apTepus
npy naumveHTW, MOAJIOXKEHU Ha KapoTuaeHgapTe-
pektomusa. Te npegnonarar, 4Ye NOBULLEHUTE Nnas-
MeHU HMBa Ha Hcy BoaaT Ao obpasysaHe Ha ROS.
OcBeH Tax Pena-Duque u cbTp. [63] ycTaHoBSIBAT
NONOXUTENHa Kopenauus Mexay nrnameHuTe HUBa
Ha Hcy u xensas3oTo B aoptaTa npu nauMeHTu, nog-
nexawm Ha onepaums Mo MoBOA4 KOPOHapo-
apTepuaneH 6Gannac. Pimkova u cbTp. [64] Aok-
najBa 3a MOBMLUEHW NnasMeHW HuBa Ha Hcy npwm
naunMeHTn ¢ MuenogucnnactuyieH cuHgpom (MDS)
cnpsiMo 34paBu KoHTponu. MNpu TAx HMBaTa Ha de-
PUTUH B CEpyM Ca MO-BUCOKWU MPU HOPMAaIHU KOH-
LUeHTpaumMm Ha xenasoTto. [nasmeHuTe HuBa Ha
ManoHangexvs (nokasaTten 3a okcuaaTUBEH CTPeC)
ca 3Ha4YMTErNHO MOBULLUEHN U B NOMOXUTEINHA 3aBK-
CMMOCT C KOHLEHTPaLMUTE Ha Xernsi3o u hepuTuH,
KoeTo npegnornara, 4e cuHTe3bT Ha ROS e cBbp-
3aH C HMBaTa Ha Xenas3o B Aenarta Ha opraHuama.
Mpw npernen Ha okcuaaTUBHUS CTpec npu GonecT-
Ta Ha Anuxanmep, Greenough n cbTp. [65] ycTaHo-
BABaT, 4Ye Hcy, ROS, okcnmaaTtMBHOTO yBpexaaHe u
H/BaTa Ha Xenas3o B JenaTta ca B3auMHO CBbp3a-
HW. [NasmeHnTe HMBa Ha Hcy kopenvpar nonoxu-
TENHO C KOHLEHTpauusaTa Ha LMPKYnMpaLLo Xensso
W OTnaraHeTo Ha Xena3o B apTepuanHute nnaku.
Tesn nybnukaumm MNOTBBLPXKAABaT XunortesaTta 3a
Bpb3ka mexay xensa3o n CC3 [66], ¢ yyacTMeTo Ha
XOMOLMCTENHA.

Heobxooumu ca no-3agbnboyeHn uscneqsa-
HUS 3a YCTaHOBsIBAHE Ha eTuosiorMyHaTa pons Ha
XunepxomounctenHemmusnTa B pucka ot CC3, nopa-
O dakTa, Ye HamansBaHeTo Ha HMBaTa Ha Hcy He
BOAM [0 peayumpaHe Ha pucka ot CC3. Brattstréom
n Wilcken [67] npeanonarat, 4e aHTUOKCMAAHTHaTa
Tepanuss 6u Morna ga Hamanu Hcy-3aBMCUMOTO
OKCUAATUBHO YBpEXAaHe Ha cbaoBaTa cucTema.

BPB3KATA MEXAY XKENA30TO U ®EPUTUHA
Cbc CC3

PepuUTUHBLT € MPOTeunH, nof 4nATo dopma ce
CbXpaHsiBa XenasoTto B opraHusma. CepymHute
KOHLEHTpauMn Ha epuTuH ca nponopumoOHarnHm
Ha BbTpPeKNneTbYHUTE (PEepPUTVHOBM HUBA; MNpPeac-
TaBnsBa Han-gobbp MHAMKATOP 3a AEenOoTO Ha Xe-
nsso.

CC3 umart Han-rongma 4YecTtota no OTHOLUEHue
Ha CMBbPTHOCTTa B LSN CBAT M ca pe3ynTaTt oT KOM-
OuHaumnsaTa mexay HacrneacTBeHW gpakTopu u obk-
pbXaBalia cpega [68, 69]. B To3m acnekT, Bbnpekn
ye Xerns30To € eceHumarneH MUKPOErneMeHT 3a ro-
nsm 6pon pM3NOoNOrnyYHM NPoLIecK, HErOBOTO HaT-
pynBaHe B oOpraHu3mMa € W3BECTHO KaTO PUCKOB
hakTop 3a nporpecusita Ha atepockneposara [70,
71]. U3nuwbKbT OT XKEensa3o CTuMynmpa pasBuTMeTo
Ha aTepoCKNepoTUYHM Ne3un, Katanuampa npogyk-
unsita Ha csBobodHM pagukanu, Bogu 4O nNunuaHa
nepokcMaaunsi Ypes HamansBaHe Ha aHTMOKCUAaH-
TUTe B nna3maTa; TOh Ce CBbp3Ba W C MOBULLEH
pUCK OT pasuTMe Ha UCXEMUYHU CbPAEYHO-CBHOO0BM
nHUMaeHTn [72, 73]. Hakonko npoyyBaHus npeac-
TaBAT Bpb3kaTa Mexay HaTpyrnBaHETO Ha Xens3o U
aTepockrnepo3sa, coronary artery disease (CAD) [72,
74, 75]. YcTaHoBeHa e pondata Ha dheputuHa npwu
KapoTugHaTa atepockneposa [75]. Salonen u cbTp.
[76] nokassaT, Ye BUCOKUTE PEPUTUHOBU KOHLIEHT-
paumn (> 200 mg/L) ca cBbp3aHM C 2.2 NbTU MNO-
BMCOK PUCK OT OCTbP MMUOKapaeH MHAapKT Npu Mb-
xe. lNoBrLweHnTe HMBa Ha PEPUTUH AOMBIIHUTESTHO
yBenuyaBaT Bb3MOXHOCTTa 3a pa3BUMTWE Ha are-
pockriepo3a B KOMOMHaALMSA C Apyrn pUCKOBKU dak-
Topu. PepUTUHBT KaTanuanpa cmHTesa Ha cBoboa-
HW KUCNOPOOHW pagukanu v nunugHaTa nepokcu-
paums, dopmupankm okucneH LDL-C  [77-79].
Okucnenuneto Ha LDL-C Boan o HaTpynBaHe Ha
nMNnan B eHJOTENHUTE KINEeTKM U Npeyn Ha Makpo-
darnte ga HanycHaT cbaoBaTa CTeHa. Taka Hac-
TbMNBa aTepocKnepoTnyHaTa neaud [68, 69, 80].
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