WHCTUTYT 3A CPLIEBU 3ABONYBAHA, MEAVMLIMHCKN ®AKYNTET CKOMJE

BIIMJAHUETO HA MHCYNIMHCKATA TEPAMUJA BP3 nMNUAHUOT NPO®UN
KAJ JIMLUA CO ANJABETEC MENUTYC TUM 2 NOCTABEHU HA TEPANMWUJA CO
CUMBACTATUH 3A NPEBEHLIUJA HA KAPOWOBACKYNAPHU 3ABOTYBAMA

EFFECT OF INSULIN THERAPY ON LIPID PROFILE IN TYPE 2 DIABETIC SUBJECTS
RECEIVING SIMVASTATIN THERAPY FOR PREVENTION OF CARDIOVASCULAR DISEASES

W. CMOKOBCKW, J. DABYEBA MABJIOBCKA

JIuiiudnuoti meitiaboausam e Hapyen Kaj auya
co Oujabeitiec wui 2, wuiio Upeiciiiasysa pusux
darxiiop 3a kapduosackyrapHu saboaysarea (KB3).
Lenrttia Ha ciayoujaitia Gewe Oa ce o0pedu eaujaru-
eiio Ha UHCyauHcKaiia wepaiuja 8p3 AUHUOHUOI
upoghun kaj auya co dujabeitiec wiun 2 UpeitixooHo
Hoctiaseny Ha tHepatiuja co cumMBaciliaitiun 3a ipu-
MapHa uau cekynoapra upesenyuja na KB3. Ce pa-
botiu 3a petipociexiiusna, oiicepsayuona, Kpoc-
cekyuona ciiyouja na 114 auya co dujabeiiec @i 2
1o 6 Meceyl 00 UHCYAUHCKATTA wepauuja.

Bewe tocitiuznaiiio CUZHUDUKAHTIHO Hamaaryea-
Fbe Ha BKyUHUOW Xonectuepon u LDL xonectiieponoii
(cpedna epednociui + SD) (6,9+1,6 na 0,3+1,2; u
4,6+1,3 Ha 4,1+1,2 mmol/l; cooosemino, p<0,001)
acoyupano co uodobpysarbe Ha 2AUKEMUCKATHA KOH-
wpona (HbAlc: 9,4+2,1 na 7,9+1,4%:; p<0,001); 6es
ozned Ha Apucyciieoitio na KB3 uau fionoii.
Edunaeceii auya (9,6%) ja docitiuznaa ueaHaria
6peOHocili 3a LDL xoaecideponoiu (<2,6 mmol/l) o
UHCYAUHCKATUA [epaiuja Hachpoiiu 7 Auya Ha iiovwe-
luoxowm (NS). Kako saxayuox, iiodobpysarseilio Ha
2AUKEMUCKAUA KOHIAPOAA CO 606e0YBaILEi0 UHCY-
AUHCKA Tepatiuja 0803MOIKYBa OOUONHUTREAHO [HO-
0obpysarse HA BKYIHUOL Xoaeciiepon u LDL xone-
clleponoii kaj auya co dujabetiiec iwui 2 HPetxooOHo
Hocluasen Ha CUMBACTHATIIUN KAKO HPUMAPHA uau
cekyHOapHa apeesenyuja 3a KB3.

Kayunu 360poeu: oujabeitiec, auiudu, Kapouo-
sackyaapno 3aboayeawe (KB3), cumsacmiaitium,

UHCYAUH

Summary

Lipid metabolism is impaired in type 2 diabetic sub-
Jects, being a risk factor for cardiovascular diseases
(CVD). The aim of the study was to determine the effect of
insulin therapy on lipid profile in type 2 diabetic subjects
already receiving simvastatin therapy as primary or sec-

ondary prevention of CVD. This was a retrospective,
observational, cross-sectional study of 114 type 2 diabet-
ic subjects after 6 months of insulin therapy.

A significant reduction of total cholesterol and LD
cholesterol (mean + SD) (6,9+1,6 t0 6,3+1,2; and 46+13
to 4,1£1,2; respectively, p<0,00] ) associated with
improvement of glycemic control (HbAlc: 9,4+2,1 to
7,9+ 1,4; p<0,001) was achieved: unrelated to presence of
CVD or gender. Eleven subjects (9,6% ) reached LDL cho-
lesterol target value (<2,6 mmol/l) after insulin therapy
vs. 7 subjects at the baseline (NS). In conclusion,
improvement of glycemic control with initiation of insulin
therapy enables additional improvement of total choles-
terol and LDL cholesterol in type 2 diabetic subjects
receiving simvastatin therapy as primary or secondary
prevention of CVD.

Key words: diabetes, lipids, cardiovascular disease
(CVD), simvastatin, insulin

MHcynuHCKaTa pe3suCTeHIHja W mOCTOeYKaTa
00e3HOCT Kaj muuara co amjaberec MenuTyc (IM)
THI 2 C€ aCOLMPaHH CO OPEMETYBARE Ha JTHITHIHHOT
MeTaboan3aM, Kako efeH o PU3HK-DAKTOpPHTE 3a
KapaHoBacKynapHo 3abomyBate (KB3), mro nose-
AyBa 10 KIACHMYHUOT aTepOreH JHIMIEH Npochun Ha
HamaneH HDL xonecrepon, nokauenn TPUTTHIE PUJIHA
H Manu ryctu LDL mapruknm 36oratedn co TPULIIH-
uepuiu. BakBuTe npoMeHH ja 3ronemysaar atepore-
HOCTa U C€ aCOUMPaHM CO 3rOJIEMEHa TEH/IeHIHja 32
OKCHJIalHja.

HugoTto Ha BKynHuoT xonecrepon u LDL xonec-
TEPOJIOT MOXKE 14 Ce CIIOPEINIMBY Kaj JTHIaTa co 1 Ges
IOM. Cenak, crymuure NIOKaXyBaarT [IeKa MOKaueHu-
ot LDL xonecrepon e MHOTy 3HaYaeH pu3HK-hakTOp
H JicKa rpanu4HHoT LDL xonecTtepon Kaj nanuMeHTH
O nHjabeTec € eKBMBANEHTEH, BO OJHOC HA PH3UKOT,
Ha MHOry nosucok LDL xonecrepon kaj nunara Ges
nujaderec. M xora LDL XOJIECTEPOJIOT € HOpMalleH
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unu necHo nokaueH xaj [AIM tin 2, LDL napTukiIuTe
ce KBaAHTATHBHO IIPOMEHETH n noarepore. Cryu-
jara UKPDS mokaska JieKa 3a cexoe IMoKalyBambe Ha
LDL xonecreponor of 1 mmol/l mocron 1,57 natu no-
KauyBame HAa PH3UKOT 3a KOpOHApHa apTepHCKa
Gonecr [1]. ipyr pasuk akrop 3a KB3 kaj muuara
co u 6e3 pujadbeTec e NOKauYeHOTO IUIa3MaTCKO HUBO
HA TPUTIHIEPHIK: CE CMETA [IEKa MOKAUYBAmkETO Ha
HUBOTO Ha TPULJIHICPUIN MOXKE Jia JOBEJIE [0 MoKa-
uyBame Ha MaluTe, IyCTH napTukiu Ha LDL xone-
CTEpPOJI IITO AOBEYBA 10 ATEPOCKIEpO3a.

TMoBoNHHOT eheKT HA CTATHMHCKATA Tepanuja BO
OJIHOC HA KapIMOBACKYJIaAPHUTE HACTAHM Kaj JIMIA CO
JIM e moTBp/icH €O TONEMHTE DAHJIOMHU3UPAHU CTY-
nuu Kako mrto ce 48, CARE, LIPID - kako cexyHiap-
Ha npesermuja, opnocHo HPS, CARDS - kako mpu-
MapHa npeseHuyja [2-6]. On unrepec Gene fa ce yT-
Bp/IM JIaJi MOROOPYBAMETO HA TIIHKEMUCKATa KOH-
TpOJia ONONHUTETHO ' MOJ00pyBa napaMeTPHTE Ha
NUMUAHWOT MeTabonu3aM Kaj Jimua co [IM Tun 2 no-
CTABEHH HA COONBETHA CTATHHCKa Tepanuja.

Len

IMpumapHa nen Helle fa ce yTBP/IU 1ajli BOBE[ly-
BAaKETO MHCYIMHCKA Tepamnuja Ke ro nofgoopH AHITH/I-
HuoT mpodun (Bymen xonecrepon, LDL xonecre-
pon, HDL xonecrepodn, TPUTIHIEPHJIM) Kaj IHLaTa
co mujabeTec MENUTYC THI 2 KOM BeKe [PHMaaT Tep-
ammja co CUMBACTaTHH.

Cekynyiapuu yeiu Oea jia ce yTBpau: 1) Kosiky of
JINIATA ja JOCTATHAA IPHMapHaTa UEeHa BPEJHOCT 3a
LDL xonecrepoioT cornacHo npenopakute Ha NCEP
ATP III (National Cholesterol Education Program Adult
Treatment Panel III) [7.8]; 2) manu nocrojaT pasaukKH
BO MPOMEHATA HA JHIHMIHUOT NPOduI BO OJHOC Ha
HPETXOHO MPUCYCTBO MJIM OTCYCTBO Ha KapjimoBac-
KyJapHo 3a001yBambe; Kako u 3) Jjaju NocTojaT pas-
JMKH BO IPOMEHATA HA JTUIHAHAOT NPOg Ui BO OXHOC
Ha [OJIOT.

Maitiepujaa u meittoou

OBa e peTpOCHeKTHBHA, ONCEpPBalMOHA, KpPOC-
CEKIIHOHa CTY/IHja BO KOja Oellie aHanu3upaHa Koxop-
ta o 114 numa co IM Tun 2 xou BeKe npumaa npe-
BEHTHBHA Tétp'annja co cuMBacTaTHH. AHanusara ¢
U3BpIEHA 110 6 MECEIH O]l BOBE/IYBARETO M THTPH-
pamETO Ha MHCYIMHCKATA Tepanija Mo He3aj0BOH-
‘TeaHATA TAHKEMHCKA KOHTPOIA OJf MPETXOJHATA
NpUMeHa Ha Opaina aHTHAHjabeTHuHa Tepanuja. JTu-
HaTa 662;1_'IIDCT&BG_HI?}':: Ha GasanHa UIM PEMHKCHA HH-
cyImMHCKa Tepamuja co xymanu mHcyaunn (HIIX we-
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cymun unu HITX wecynnH / XyMaH conyOuIeH HHCY-
JIMH, COOMIBETHO), CO TUTpalyja Ha HHCYTHHCKUTE [10-
3M IPEKY 3roJeMyBame Ha Jl03aTa, OAHOCHO BOBENY-
Bame XyMaH CONYOHIeH MHCYIHH W IOHATAMOIIHA
THTpALH]a.

BxraydyeHu ce Julla Kajle € UPUMEHET CHMBAC-
TATHH KAKO NpHMapHA WM CeKyHJapHa NpeBeHUH)ja
Ha KapAMOBacKyIapHu 3a00yBatba, O/JHOCHO NPH OT-
CYCTBO MIIH IIOCTOCHE¢ HA MAKPOAHTMONATCKH KOM-
IIMKAOHA Ha JrjabeTec MeauTyC (KOpOHApHA apTe-
pucka Gosecr, nepeSpoBacKyIapHO 3a00/yBame, e-
pudepua aprepucka Gosect). Kako npumapHa rensa
BPEJHOCT 3a JHIOUJHHOT MeTaboau3aM COTIacHO
npemnopakute Ha NCEP ATP III Gemie 3emena Bpef-
moct 3a LDL xonecrepon < 2,6 mmol/l (100 mg/dl).

BKyIMHHOT XONECTEPOI € OJpPENieH CO METO/ Ha
xonectepon oxcupasa/m-amunopenazon (CHOD-
PAP), HDL xonectepoioT € OfpelieH CO JIUPEKTEH
MeToN (MOomudUIMpaH XONEeCTepos ecTepa3a U Xo-
JecTepON OKCHIa3a), TPUITIMIEPHAUTE CO METOJ| Ha
raunepon-3-ocdar  oxcupaza/m-amuHO(EHA3OH
(GPO-PAP), nogeka LDL xonecTepoJIOT € IpecMeTaH
no copmynara Ha Friedwald. [JIHKO3UAHPAHUOT XeE-
MOTI00MH € OfpefieH co aUHUTETHA XpoMaTorpa-
¢uja n cnekrpooTroMeTpHja.

Op CTATHCTHIKHTE aHANU3H KOPUCTEHH Ce CTY-
IEHTOBMOT (-TECT 32 HE3aBUCHH H NAPYBaHH IIpUME-
poun u TectoT Ha McNemar CO IPEHECYBALE HA I10-
cnepuara oncepsamuja (LOCF - Last Observation
Carried Forward), mpu mwTo Oeule 3eMeHa BPEJAHOCT
p<0,05 3a cTaTHCTUYKH CUrHH(DUKAHTHA.

Pezyawauiu

KapakTepHCTHKUTE Ha MCIHTYBAHATA KOXOPTa
Ha MMOYETOKOT ¥ IO 6 MeCeIn Off BOBEYBAETO UHCY-
JIMHCKA Tepanuja, KaKo M CTATHCTHYKATa CHUTHU(DH-
KAHTHOCT Ha COOJIBETHUTE IPOMEHH, C& MPUKaKaAHU
Ha tabGenara 1.

Op OCHOBHUTE KAPAKTEPUCTHUKH HA HCIUTYBAHA-
Ta koxopra (Tabena 1) ce Boouyna fieka ce paboru 3a
KapaKTepHcTHuHa ronynamuja co [IM tun 2 Ha cpen-
Ha Boszpact of 60 rop, co cpegHO Tpaeme Ha nuja-
oerecoT of 7 TOJAMHM, IPUCYCTBO HA KapPIHOBACKY-
napHo 3abonyeame Kaj 41% on nuuara Kou ce cpeji-
HO 3 FOJMHY Ha Tepamnuja co CUMBACTATHH BO CPeJiHA
no3a ox 30 mg. Ilo 6 mecend O BOBEJYBAHETO
HHCYJIMHCKA Tepaiinja, CpefiHaTa JIHeBHA HHCYTHHCKA
nosa Gele curHRgMKaHTHO 3rojgemeHa (38,5 + 10.3
nacmpotru 30,7 + 8.8 emmmuny; p<0,001), ponexka
HeMalile curan)KaHTHA MPOMeHa BO CpejiHaTa 1034
cimeacratun (30,2 + 12,8 naciporu 29,7 = 12,8 mg;
NS).




Tabeaa 1: OcHosru Kapakiliepuciilicu wa uchiuiitysanaiiia
Koxopiua

TMouerok |T1o 6 meceun

Bpoj na muua 114
IMon (m/ x) 42/ 72
Bospacr (rogumm) * 60,1 +9.6
Tpaewe Ha aujaberecor 72443
(roguim) *
Kappuosackynapuo

5 41.2
3abonysame (%)
Tpaeise Ha Tepanuja co 28%13

cuMBacTaTHH (roguxn) *

ITHesna fo3a

cunmacTaTHa (mg) * 297+12,8] 302+128 (NS)

Wueynuncka tepanuja

(B/I1/BB) 67/47/0| 68/44/2

JlHeBHA HHCYJTHMHCKA

1032 () * 30,7 +8.8 | 38,5+ 103 |(p<0,001)

Tabeaa 2: Ilposena wa fapameifipuiiie Ha uciuiliysanaiiia
Koxopiua

IMo 6 p
MECElH | BPEIHOCT

IMoueTok

Cannen il 1499 20,8 [ 1438 + 15,7| 0,001

(mmHg) *
TR rostell K 91,0+107 | 88285 | <0,005
(mmHg) *
HbAIc (%) * 94+21 | 79+14 | <0001

Bkynen xonecrepon

(mmol/1) * 6916 | 63512 <0,001

A 46+13 | 4112 | <0001

(mmol/1) *

HDL XO.'I.ECTcpoj] dstn e v
(mmol/l) *

Tpurauuepuan - - : .

(mmol/1) * ToxZa | 25 NS
BMI (kg/m2) * 284+50 | 289+46 <0,05

*  Cpenna BpelHOCT + CTaHAApAHA AcBHjaLuja

T B=Basanna tepannja, IT=IIpemuxcna Ttepanuja,
BBE=Ba3zan-6onyc Tepanuja

Tabeaa 3: I[lpomeHu na [apameilipuitie HA KoXopiaiua

* Cpefina BPEIHOCT + CTAHJAP/AHA IcBHjallKja

Lpu GpUCYCTHBO WAL OWCYCHIB0 HA KAPOUOBACKYAAPHO

3aboayearse

Co kapHOBacKynapHo 3abonysame Bes kapauoackynapHo 3ab0ayBatke

i ME;EH BpeanOCT Sl Mlt-:[::n?ﬂ Bpe;’HOCT

Cucronen KIT (mmHg) * 155,1 =204 | 1457184 <0,005 1462 + 204 | 1424 + 13,5 NS
Hujactronen KIT (mmHg) * 939 +96 904 +93 <0,01 88.9 + 10,9 86,6 £ 7.6 NS
HbAlc (%) * 92+24 7815 <0,001 9,5+ 1,8 80+13 <0,001
Bkyneu xonecrepon (mmol/l) * 6.8 +2,0 63+14 <0,05 7.0:x 1,1 62+10 <0,001
LDL xonecrepoa (mmol/l) * 45+15 40«15 <0,01 4,7+1,1 41+10 <0,001
HDL xonectepon (mmol/l) * 15218 13+0,6 NS 1303 0.7 NS
Tpurnuuepugn (mmol/l) * 30«28 25490 NS 27420 23+13 NS
BMI (kg/m2) * 286+55 | 291x5]1 NS 283446 | 288x42 NS

* CpepiHa BpeIHOCT + CTaHAapaHAa JeBHjallHja

Opn rabenara 2 ce 3abenexxyBa CTATHCTUYKH CHT-
HH(PUKAHTHOTO HaMaJlyBarke Ha BKYNHUOT XOJEcTe-
pon u LDL xonecreponotr, CHCTONHHOT H JIHjacToOJ-

HUOT KPBEH IPHTUCOK, KAKO M 3TOJIEMYBAHETO HAa
HHAEKCOT Ha TejiecHa Maca (BMI - Body Mass Index)
IIpy NMOAoOpyBake HAa IIIMKEMHCKATAa KOHTPONA CO
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Tabena 4: ITpomenu Ha fdapamelliputiic Ha Koxopiiaiia ciioped HoA0Ll

Kenn Masku
ITouerok MECZSH BpEIf)HOCT IToueTok MIc](z:Eu Bpen[;{OCT
Cucronen KIT (mmHg) * 152,6 £20,5 | 1451 £ 16,1 <0,005 145,1 20,6 | 1416+ 149 NS
Hujacronen KII (mmHg) * 91,0+ 108 88,0 + 8,5 <0,05 90.8 = 10,5 88,6 8.6 NS
HbAlc (%) * 93+18 8,114 <0,001 95405 Ta=13 <0,001
Bkynen xonecrepon (mmol/l) * 69+1.6 62=+1,1 <0,001 6.8+106 63«13 <0,01
LDL xonecrepon (mmol/l) * 45+1.3 40+ 1.2 <0,001 4. 1+£1.3 49 419 <0,005
HDL xonectepon (mmol/l) * 5215 1,3+ 0,6 NS 1,3£05 14+08 <0.05
Tpurnuuepumn (mmol/l) * &0 Ay 23213 <0,05 23+ 1.6 2,6+30 NS
BMI (kg/m2) * 29,5+5.2 30,0 = 4,8 <0,05 266+40 | 269%32 NS

* CpenHa BPE[IHOCT + CTAHJap/HA JeBHjaLmja

BOBEHYBaWkhE H THTPHPALE HA HHCYJIMHCKATa Tepalu-
ja. Hemamre npomena kaj HDL xonecreponor i TpH-
TITHLEPHAUTE.

CepyM NIl ja AMaa JOCTUIHATO IIPHMAPHATA 1ie-
nHa BpepHocT 3a LDL xonecreponoT cornacHo akTy-
enuure npenopaku Ha NCEP ATP III u mokpaj TpeTMa-
HOT CO CHMBAaCTaTHH IIPEf] /la ce BOBEJIe MHCYIHHCKATa
repanmja. lllect Mecenu mo BOBEYyBAHmETO HA WH-
cymuHckarta Tepanmja 11 mima (9,6%) ja mMaa mocTur-
HATO IleNHaTa BpepHocT 3a LDL xomecteposor (NS).

Op Tabenara 3 MOXKe J1a ce youu fieka 6e3 ormep
JaJii € OPUCYTHO MIIM He KapAHOBAaCKyJIapHO 3adomy-
Bam€, EBHIEHTHOTO NOJO0OPYBakhe Ha MIIHKEeMUCKATa
KOHTpONa Oellle CleJeHO CO CTaTHCTHYKH CUTHH(DH-
KaHTHO MopoOpyBame Ha BKYIHHOT XOJNECTEPON H
LDL xonecteponoT, HO 0e3 CUrHU()UKAHTHA IPOMe-
Ha Kaj HDL xomecTeponoT u TPUIIIHIE PHIATE.

Opn taGenarta 4 ce MOTBPAYyBa MOBONHHOT ePEKT
Ha NofAo0pyBalkeTO Ha [VIMKEMHCKATAa KOHTPOIA Bp3
BKYNHHOT Xonectepon u LDL xonecreponoT H Kaj
[BaTa MOJa; JONOIHUTENIHO Kaj JKeHHTEe UMallle CHTHU-
(hUKaHTHO HaMalyBahe Ha TPULIUIEPUINTE, JOAeKa
Ka] MaXMTe CTATUCTUYKH CHMTHU(DMKAHTHO 3rone-
MyBame Ha HDL xonecreponotr. Kaj xeHuTe nMmalne u
CTATHCTUYKH CUTHU(UKAHTHO 3roneMypare Ha BMI.

Huckycuja u 3axay4ox
IToxauennor LDL xomecrepon ce cmeTa 3a
NpMMapHa TEepalHCKa el Ha XMIOJMNeMHYHaTa

Tepanuja kaj nunara co M [9]. Op amanuszarta Ha
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KOXOpTaTa € eBHAEHTHO [OMONIHUTEIHOTO MORo0py-
Bame Ha LDL xonmecteponoTr u BKYNHUOT XOJI€CTepOI
kaj muna co [IM Tunm 2 Ha Tepamija coO CHMBACTaTHH
IIpY OA0OPYBAmkETO HA IIMKEMHCKATa KOHTPONa €O
BOBENyBalke HHCYIMHCKA Tepanuja. BakBoro mopo6-
pyBame Genre sabenexano 6e3 Ornel Ha OCTOeHhe Ha
KapAHOBacKylapHO 3a0onyBame u 0e3 orjien Ha IO-
JI0T, KAKO ¥ BO YCJIOBH HA CTATUCTHIKY CHTHH(HKAHT-
HO 3roiemyBame Ha BMI, mrmo BepojaTHO € acolpaHo
co ymoTpe6aTa Ha XyMaHa HHCYJIMHCKA TepaIuja.

M nokpaj 3aroneMyBameTo Ha IPOLUEHTOT HA JIH-
Ila CO JOCTHIHATa HenHa BpeaHocT 3a LDL xonecre-
POJI IO BOBEAYBAaHmETO HHCYIHHCKA Tepanuja, 3a 3a-
GenexyBame € eKa ce paboTH 33 HCKIIYUYUTENHO Mall
IPOLEHT, KAKO Ha IOYETOKOT TaKa H 110 BOBEIYBahE-
TO MHCYNHMHCKA Tepanuja. Toa roBopu 2a moTeHuHja-
JIOT Ha JJOMOJIHATEITHOTO ONTUMHU3NPAH:E HA CHMBAC-
TATHHCKATA TepalHja 3a NofoOpyBamke Ha JIHIAHH-
oT MeTabonuzaM. Bo npunor Ha Toa € i cpefiHaTa fio-
3a cuMBacTaTHH off okony 30 mg mwTo e 3HAYUTETHO
O], MAKCHMATHO [03BOJIeHaTa JHeBHA fo2a (80 mg),
KAaKO M BpeMEHCKATa pa3iuKa Ofl MOMEHTOT Ha Iujar-
HocTuuMpame [IM Tun 2 o MOMEHTOT Ha BOBeJyBa-
€ CTaTUHCKa Tepanuja. Bo oBoj KoHTeKeT Tpeba f1a
Ce HAaBENaT U PEe3yaTaTUTe O] KOXOPTHATA CTyamuja
wrro ondaru 396.077 nuua Ha Bo3pacT Haj 65 roguHA
€O HCTOPHja 3a KapgHOBACKyJIapHO 3a00/1yBamke HJIH
nujaberec, Kajje CTATHHCKATA Tepaluja Oelle npen#-
mana Kaj camo 19,1% opn monynanujara [10].

Wimajku ti B IpefBHL NOBOMHUTE PE3YITATH Off

NpHMEHATA HAa aTOPBACTATHH KAKO IIPEBEHTHBHA Te-




panuja xaj [IM Tun 2, ocTanysa uneMaTa Aaji NpH-
MEeHaTa Ha OBOj CTaTHH OM IOHENa JOMONHUTENEH Oe-
HedUT Kaj aHATH3MpaHaTa KOXOPTa BO OJHOC Ha JIH-
OUIHKOT 1ot 1 eeKTHTe WTO O TOa ON MPOH3-
nernae [6].

Bo anHanu3upanaTa KoxopTa HeMarle CHrHHGH-
KaHTHO NO00pyBamse Ha Tpuriuiepunute 1 HDL xo-
necreponor. Knacara Ha ¢pudpatn MoxXe Jja € KOpH-
cHa 3a nofo0pyBamke HAa TPUINHIEPHINTE W T.H. HE-
HDL xonecrepon, cenak JoceraliHiuTe CTyHH HE Ja-
moa yOeqIMB [OKa3 3a HUBHHOT TIOBONEH ehekT BO Of-
HOC Ha KapaMoBacKylnapHuTe Hactanu. Bo Tex e cry-
nujara ACCORD koja TpebGa ma faje OAroBop Aaim
KoMOHHanMjaTa Ha (hubpaT ¥ craTuHK € Ge30enHa H
Hany ¥Ma IIOIOBOIEH e(eKT BpP3 KapaHOBACKYJap-
HUTE 3a00/lyBama Of TPETMaHOT CaMoO CO CTaTHHH
KaKO XMIOJIUIIEMHIHA Tepanuja. MosKeH TpeTMaH 3a
nokauysame Ha HDL X0j1ecTeposnoT e HUKOTHHCKATA
KUCENINHA; CeNaK He C& M3BEACHM CTYMH CienuuIHO
Kaj iujabeTHYHATa NOIMYNAaNHja, Kajie IpH HOBHCOKH
/1034 MOXKE JIa ja BJIOIIM XUNEepriuKkemMujaTa [9].

Mmajku BO npepBuA eKa IOCTUIHATATA CPEIHA
BpeaHocT 3a HbAlc on 7,.9% e Bap mpenopavanara
uenHa BpegHocT <7,0%, noTpebHO e mogoarorpajHo
CIENeR:-€ 3a Jia C& YTBPAHU ANy TOHATAMOIIHOTO I10-
nobpyBame Ha TNMKEMHCKaTa KOHTpoja 0u Gmio
CENEeHO CO MOHATAMOIIHO NOAO0pYBamke HA JIHIIHII-
HUOT npodu.

Kako saxmyuox, nmogo0pyBameTo Ha TIIHKEMH-
CKaTa KOHTPOJA CO BOBEJyBame WHCYJIMHCKAa Tepa-
nHja OBO3MOXKYBA JOIOIHHTENHO MOAOOpYyBame Ha
BKYIIHHOT xosecTepon ¥ LDL xonecreponoT kaj nu-
ua co [IM tun 2 mocraBeHH Ha Tepammja co CHMBacTa-
THH KaKO NpHMapHa UM CeKyHAapHa NpeBeHIHja Ha
KapIHOBACKYJIapHO 3a00myBame.
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