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MNPEMEA IMTEPATYPE / REVIEW ARTICLE

CaBpemeHoO neyere CTaTUHUMA Y KIMHUYKO)
MPaKCU: LUITO HUXKe — TO bosbe

Enuta Crokuh'?

'KnuHuKa 3a eHgokpuHonorujy, anjabetec n 6onectn metabonnsma, KnuHuukm LenTtap BojsoguHe,
Hosw Cag, Cpbuja;
*MepuumHcku dakyntet, YHusep3uteT y Hosom Capy, Hoswu Cag, Cpbuja

KPATAK CAZAPXAJ

JInnngrn n nunonpotenHcku nopemehajn cy 3HauajaH GakTop pusrka 3a pa3Boj aTepOCKIepPO3e U he-
HWX KomnavKauwja. HuBo ateporeHor, LDL-xonectepona y AMPEKTHO] je Be3u ¢ nosehaHnM pU3nKom of
HacTaHKa 1 HanpefoBakba Ncxemujcke 6onectn cpua. PesynTatyi BEIMKUX, PaHAOMU3NPAHUX KIMHUYKIX
CTyAvja NoKasanu cy fa NpUMeHa CTaTUHCKe Tepanije paAun CHKera HuBoa LDL-xonectepona Moxe
3HauajHO CMarbUTU MHLUUAEHLM]Y MOPTANMTETa, BENMKUX KOPOHApHYX forahaja 1 notpeby 3a peBackyna-
PV3aLVIOHUM XVPYPLLKM 3aXBaTMa Y PasnnunTm rpynama 6onecHuka. Cymmpajyhv xunonvnuaemujcke
edekTe 1 NnejotponHa Aejcta MHXMbUTopa HMG-CoA pepyKTase, yoUeHO je CMarere mopbugnteta 1
MopTanuTeTa bonecHrKa of ncxemujcke bonectr cpua 3a 30-40%, 6e3 0631pa Ha CTapocT 1 non 060-
nenor unv noyetHe HruBoe LDL-xonectepona. MehyTum, ynpKoc MMNO3aHTHUM pe3ynTaTiMa NOBOSbHUX
edekaTa cTaTHCKe Tepanuje, ctyanja EUROASPIRE nokasana je fa ce Kop oko 50% 6onecHumka ¢ ucxe-
Mmjckom 6onelwhy cpua He BOCTVXKY LiysbHe BpeaHOCTH LDL-xonecteposna npenopyyeHe caBpeMeHM
Boguumma. lNpema HajHOBMjem BoAnuy 3a Neyetbe aucnunuaemuja, Kog 6onecHnKka c Beoma BUCOKMM
KapAanoBacKynapHUM pr3vKOM Tepanujckn Luusb Tpeba fa byae cHuxere HMBoa LDL-xonectepona nc-
nog 1,8 mmol/l unn Hajmarbe 50% MoYeTHUX BPEAHOCTU, LWITO ce Kof Hajaeher 6poja 6onecHnka Moxe
noctiv NpUMeHOM CTaTuHa y neyemy. CTora je HeoMnxoAHO ofabpaTn ogroBapajyhn cTaTMH Kojum ce
moxe nocTuhn noTpebHo CHIKerbe HMBOa aTeporeHor LDL-xonectepona HakoH yTBphHriBatba Hheroor
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LIWbHOT HUBOA Ha OCHOBY MPOLIEHEHOT CTeMeHa YKYMHOT KapAnMoBacKylapHOT pr3iiKa.
KmbyuHe peun: atepockneposa; ctatnHu; LDL-xonectepon

yBop

Atepockiiepo3a je JaHac Haj3HadajHUju Pak-
TOP Y HACTAaHKY 000/berba KPBHIX CYI0Ba KOjI
y3poKyje Hajsehy cTomy Mop6upyuTeTa 1 MOp-
TamuTeTa OOMIeCHNKa KO Hac 1 y cBeTy [1, 2].
ITosHato je fa cy HACTaHaK U pa3Boj aTepo-
CKJIepO3e Y Be3M C BeMMKuM 6pojeM dakTopa
pusuxa. Huso areporenor, LDL-xonmectepona
je y IupeKTHOj Besu ¢ moBehaHUM puU3uKOM off
HACTaHKa MICXeMMjcKe 60MecT cplja ¥ ’beHnX
KOMIUIMKanyja. MehyTum, TokoM mocenme
JiBe JielleHje pe3yATaTy BeNMKIX, KTMHIYKIX
U eNJIeMUOOMKYX CTY/Mja TI0Ka3amu Cy Jja
IIpMMeHa CTAaTMHCKe Tepalluje pajyl CHIDKe A
HyBoa LDL-xonectepona Mo)Ke 3Ha4ajHO CMa-
BUTU MHIUJIEHIU]y MOPTa/lIuTeTa Of Kapfiuo-
BacCKy/apHUX 607IECTH, BEMMKIUX KOPOHAPHUX
porahaja m moTpeby 3a peBacKymapusanyo-
HUM XMPYPIIKMM 3aXBaTMa Yy PasauunuTUM
rpynama 6onecuuka [3-12]. Tako ¢y HOBO/BHU
edexTu cMamema HUBoa LDL-xomecteporna
3abeeXXeHN y rpyny 60/MecHUKa C peaTuB-
HO HMCKVM PU3VKOM, OHIX 6e3 MaHM(pecTHe
aTepOCKIIEPOTCKe OOMeCT, peeykKaHNM JH-
(hapKTOM MMOKap/a, MOBUIIEHNM BPEJHOCTH -
Ma LDL-xonecreporna 1 gpyruM ¢pakTopuma
pUsuKa 1 MapKepuma aTepockiepose. CBako
cMameme KoHLleHTpauuje LDL-xonectepona
3a 1 mmol/l yapyxeHo je ca CMambemeM CTO-

e MOpOMANTETA M MOPTAaMUTeTa GONMEeCHUKA
O Kap[ioBacKy/IapHux obomema 3a 22% [9].

KoHnenr ,,To HI>Ke — TO 607/be” jacHO je
HOfIp>)KaH MeTaaHaNIN30M BeIMKUX KINHIY-
KUX CTyRuja, Kao mro cy TNT (Treating to New
Targets), IDEAL (Incremental Decrease in End
Points Through Aggressive Lipid- Lowering),
PROVE-IT-TIMI 22 (Pravastatin or Atorvasta-
tin Evaluation and Infection Therapy Throm-
bolysis in Myocardial Infarction-22) u A to Z
(Aggrastat to Zocor) [10]. AHanusom crynuja
KOje Cy UCINUTHUBAJIE TepanujcKy epUKacHOCT
BMCOKUX /1032 CTaTHHA y CMamemy HIUBOA
LDL-xonectepona y nopehemwy ca craugapp-
HJM TePamMjCKUM IIOCTYIIIMMA UCTAKHYTO je
MIOBOJBHO JI€jCTBO CTaTMHA HA CMambeme JH-
IVJEeHIINje BeMKMX KapAMOBaCKYMapHUX JI0-
rabaja y akyTHOM KOpOHapHOM CHHJPOMY U
JICXeMMjCKOj 60IecTy cplia.

Vmajyhu y Bupy pesynrate cTynuja Koje
Cy TocMaTpase XUIONUINAEMIjcKe eeKTe
JIeKOBa, HajHOBMjU BOAVY 34 Jlederbe 0coba ¢
mycuniaeMyjama norsphyje ga je cMamerme
KoHIleHTpanuje LDL-xonectepona npuMapHI
b nedera. Ko 6omecHnka ¢ BeoMa BMCO-
KIM Kap/iMOBaCKy/IapHUM PUSUKOM TepaTyj-
CKM Ib Tpeba fa Oyrne cHyDKemwe HuBoa LDL-
xorecteporna ucmnop 1,8 mmol/l wny Hajmambe
50% nouyeTHux BpenHocTH. Kox Hajeeher 6poja
6onmecHNKa TO ce MOXKe MOCTURM MpUMEeHOM
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cTaTuHCcKe Tepanyje [13]. Yak u xop 60mecHMKa Koju He
IOJHOCE J0OPO OBY Tepallujy ZaHac ce pa3MaTpajy Mo-
ryhHOCTM HacTaBKa Jiederba IIPOMEHOM CTATUHA WY, IaK,
IaBareM Marbe 103€ JIeKa, OFHOCHO IPYMEHOM NOCeOHX
Io3HUX pexxnma [14].

MHXUBUTOPU HMG-CoA PEOYKTA3E (CTATUHW)
KAO XnoannuageMmmum

3uajyhu ma ce of yKymHe KOMUYMHE X0O/NeCTeposa dak
nBe TpehuHe cMHTETHIIY y OpraHU3MY, OfipaHIije je Bia-
[aJI0 MHTepecoBakbe HayYHNUKA 1A Ce IbeHUM OTI0KMpambeM
CHM3U HUBO XOJlecTepora y KpBu. [Tokymuaju nuxnbumnuje
CHUHTe3e X0JIeCTeposia IIpe HeKOMUKO IelieHnja Oumm cy
HeycremHy 6ynyhu fa cy ce HarommnaBanmu 6pojHY TOK-
CUYHY MHTepMefujapHy mpoussopu. [IpBu uHXMO6UTOP
HMG-CoA (3-hidroksi-3-metil-rmytapun-CoA) pefykrase
nsonoBanu cy 1976. rogune Enno u Kypopa ns rpusuie
Penicillium citreum u Ha3BaH je KOMIIaKTUH. 360T U3pa-
XKEHUX TOKCUYHMX eeKaTa 3allaKeHNX TOKOM HheroBe
IIpMMeHe, HUKajja Huje KopuinheH y KIMHIYKO]j IIPaKCH.
Kacnuje je s mpusnie Aspergillus terreus nsonopas yo-
BAaCTaTUH, KOj! je 6110 IPBY MHXMOUTOP CHHTE3e XOIecTe-
pona yBefieH y KIMHNYKY yroTpe6y [12, 15].

MexaHn3aM fiefioBara CTaTNHA 06yXBaTa MHXUOUIIN]Y
ensuma HMG-CoA penykTase, 4nMe ce, y CTBapH, CIipe-
4yaBa CMHTe3a Xonecteporna. CMamemeM KOHIeHTpaluje
XoJlecTeposia Boasy 4o ocupoMallera hemyje xonecre-
poJIoMm, T1a ce, IO IIPUHINITY TIOBpaTHe cIpere, nosehasa
6poj LDL-peneniTopa Ha henmujckum membpanama xenaro-
uura [16, 17]. To goBoau mo nmosehanor kaupenca LDL-
YyecTuIla U3 KPBOTOKA U CMamera HUBOA YKyNHOT 1 LDL
xornectepona. VIcToBpeMeHO je yCTaHOB/bEHO Jla CTaTHHA
y jeTpu cMamyjy cuHTe3y apoB-100, IpakKTU4HO jeINHOT
anonunonpoTenHa y LDL-yectuijama koju oMmoryhasa
crenduyHO BesuBamwe 3a hemmjcke perenrope y jerpu
" gpyruM TKuBUMa. CTaTVHU [eJTyjy ¥ Ha ApyTe TNIuHe
U IUIIoNpoTenHcKe yectuie. CHmKewy HuBoa LDL-xorme-
CTepoJIa BepOBAaTHO JOIIPUHOCH 1 YMIbeHNUIIA fla ToBehaHn
6poj LDL-penjenitopa nosehasa xnupenc 13 masme u IDL
n VLDL 4ectuua, koju cy npekypcopu LDL-xonecrepo-
7a, Kao ¥ cMameHa cuHTe3a VLDL-gecTnna y jetpu 360or
nHxMOuIMje cuHTe3e Xonecreporna. OBaj MeXaHN3aM je Be-
POBATHO O[ITOBOPAH U 32 CHIDKEHe HUBOA TPUIINIEPH/A.
Cratunu nosehasajy excripecnjy ApoA-I nupopmanyone
PHK nnxnubupamweM Rho-curnanmusanmje akTUBaLujoM
PPAR-« (enrn. peroxisome proliferator-activated receptors
alpha), Te noBope no nosehamwa KOHIIEHTpalMje IPOTEK-
tuBHOT HDL-x0necrepona 3a 5-15% [15].

Bemixu 6poj enmueMnONMOMIKIX Y KIMHUYKKX UCTpa-
JKMBamba jaCHO je MCTAKAO Jla CTATVHM 3HAYajHO YTy Ha
CMambeme KapAMOBacKyTapHOT MOPTaIUTeTa ¥ MOpOU-
ANTEeTa, KaKO y MPMMAapHOj, TAKO U Y CEKYH/JapHOj IIpe-
Benuyju. Hajsehu nmoBopHm edekaT cTaTuHU OCTBAPYjy
CHIDKaBameM KOHIeHTpanuje yKynHor u LDL xonecre-
pona. MehyTuM, nogatHe aHanM3e BEMMKNX KIMHUYKAX
CTyAVja MOKa3yjy ia CTATVHM MMajy U HeJTMIUTHE VIN
T3B. IUIejoTpomHe epekTe (KOju He 3aBUCe OF IUIINJA)

[18, 19]. ITnejorporHm edekTu cTaTuHa 00yXBaTajy I0-
6orplIarme eHfoTenHe QYHKIINje, CMambemhe MUTpanyje 1
nponudepanuje rmarkux munimhamx hennja, cMamwerme
3alasbebCKUX Ipolieca, IPOoPUOPMHONMUTIYKA U aHTH-
KOary/lIaHTHU edeKart, CTabyIn3alyjy aTepocKIepOTCKOr
Itaka u fpyre [16, 20].

MOANOUKALVIA TUNNOHUX N
JINMOMNPOTENHCKUX MOPEMERAJA
MPUMEHOM CTATUHA

Vaxko cy y BeIMKMM KIMHUYKUM CTYAUjaMa UCTaKHYTH
IIOBOJbHY e(eKTH CTaTMHCKe Tepallyje, aHalIu3e BhIX0oBe
IIpMMeHe y CBAaKOIHEBHOj K/IMTHNYKO]j IIPAKCH CY IIOKasase
Zia je mederbe 0coba ca gUCIUIMeMyjaMa Kao pakTopyumMa
pu3MKa CyOONTMMATIHO, Te ia ce KOJ, MHOTUX 0O0/IecHNKa
OBOM TI'PYIIOM XUIIOIMIN/IEMIKA He JOCTVDKY ITOCTaB/be-
He, peBUAIMpaHe, IMbHe BpefHocTy LDL-xonectepona. Ha
TO Cy npBo ynosopunu pesynrtatu cryguje EUROASPIRE
(European Action on Secondary Prevention through Inter-
vention to Reduce Events), a morom u EUROASPIRE II, xoja
je usBegena Tokom 1999. u 2000. roguue y 15 eBporckux
3emaspa [21]. Ko 61% 6GornecHyKa yBefleHa je CTaTMHCKa Te-
pamnuja, a Kofi cBera 51% BpeHOCTH YKYITHOT X0/IeCTepoa
TOBefieHe CY Y OIICeT IIPeTIOPYIeHNX, IV/BHNUX BPETHOCTIL.
CHumxeme HUBoa LDL-XonecTeporna je IpyMapHU IUb
nedyera. CTaTMHCKA Tepaluja, opef CHIDKemha HIMBOA
LDL-xonectepona, Moxxe MORU(UKOBATU U APYyTre KOM-
IIOHEeHTe JIUIMIHOT M JTUIIONPOTEMHCKOT Ipodua, Kao
mrTo cy HuBou HDL-xXonecTeporna u TpUIIALIEPUTA.
IupextHo nopehemwe xunonmunugemMnjckor edexra
CTaTMHCKe Tepanyje npatuna je cryguja CURVES (Com-
parative Dose Efficacy Study of Atorvastatin Versus Simva-
statin, Pravastatin, Lovastatin, and Fluvastatin in Patients
with Hypercholesterolemia) [22]. Y 0BOj MyITULIeHTPUY-
HOj, paHOMU3UPaHoj cTyauju nopebheHa je nosHa epu-
KacHOCT aropBactatuHa (10-80 mg) ca cuMBacTaTMHOM
(10-40 mg), npaBacrarunoM (10-40 mg), moBacTaTMHOM
(20-80 mg) u prmyBacTaTrHOM (20-40 Mg) TOKOM JTeYeHha
534 6ojecHNKa C XUIIePXOIecTeponIeMujoM cTapux 18-80
ropuHa, HuBooM LDL-xomecrepona Behnm op 4,2 mmol/l
Y HUBOOM TPUITIMLIepya MambyM of 4,5 mmol/l. Jledemwe
aTopsacTaTuHOM Yy fo3u of 10, 20 u 40 mg noseno je no
3Ha4yajHO Beher cMamema KoHLeHTpayje LDL-xomecTe-
pona: 38%, 46% u 51% Bullle HEro eKBUBa/JeHTHE [03€
CMMBACTaTIHa, IpaBacTaTIHa, IOBacTaTHHA 1 (ryBacTa-
tuHa. [TpMeHom aropBacTatuHa y f03u of, 10 mg yodeHo
je Behe cHbKewe HUBOa LDL-X0/ecTeposa Hero mpume-
HOM NCTe JI03€ CYIMBACTATIHA, 3aTVM IIpaBacTaTUHA y fO-
3u off 10 u 20 mg, noBacraruHa of, 20 n 40 mg u ¢pyBacra-
TyHa of 20 n 40 mg [22]. HoBuja, MynTULIEHTPUYHA CTY-
nuja STELLAR (Statin Therapies for Elevated Lipid Levels
compared Across doses to Rosuvastatin) ynopebusana je
Tepamnyjcky e(UKaCHOCT pOCYBacTaTHA, aTOPBACTATIHA,
CMMBAcCTaTMHA U IIpaBacTaTyHa Kof 2.431 ycnnTaHukKa
¢ uuBooM LDL-xonectrepona 4,2-6,5 mmol/l u HuBoom
TpUrnIepusia MambuM off 4,5 mmol/l [23]. PocyBactartun
y nosu of 10 mg 3Ha4ajHO je JeJIOTBOPHU)jU Y CMAbEhY
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HUBOA aTeporeHor LDL-xo/ecTeporia Hero aTopBacTaTNH
IIpUMEbEH Y UCTOj JO3M, CUMBAcTaTuH y gosu 10-40 mg
U IpaBacTaTuH y gosu 10-40 mg.

Mane Bpegnoctu HDL-Xonectepona Cy He3aBUCHU
¢dakTop pusuka 3a pasBoj arepocknepose. Hukoruucka
KVCeMHa U fepuBati GpubpydHe KMcenHe HajeUKacHNU-
ju cy y nedemy 6omecHMKa ¢ HUCKMM HUBooM HDL-xorme-
CTeposIa, C TUM Jia OBe TPYIIie XUIONNIINAEMIKA Y3POKYjy
camo 6rmaro cHIDKere BpegHoctu LDL-xomectepona [24].
ITopen mpecypHor fiejctBa Ha HUBO LDL-Xonecreporna,
CTaTMHU OCTBApPYjy U NOBOJ/bHE edeKTe Ha HUBO HDL-
xonecrepona. Y crypuju CURVES makcuManuu edexar
Ha HUBO HDL-xonmecrepoina 6uo je: +5,5% npu mpumeHu
aTopBacTaTMHA y posu ox 10 mg, +9,6% npu npumenn
cUMBacTaTuHa y fosu o 40 mg, +9,9% npu npumenn
IpaBacTaTMHa y fo3u of 10 mg, +8,0% mpu npumenu o-
BacTaTMHa y fo3u ox 80 mg u +0,9% npu npumenn ¢uy-
BacTaTMHa y gosu of 20 mg [20]. CBako fape nosehame
Jl03e aTOpBacTaTVHA IPOTPECUBHO yMamyje edekar Ha
nosuiree HUBoa HDL-xonectepomna. Crynuja STELLAR
je Imokasasia ia pocyBactaTu y fosu 10-40 mg nosonu 1o
nopacta KoHueHTpanuje HDL-xonecrepona 3a 7,6-9,6% y
nopehemy ca mopacrom og 2,1% fio 5,7% 3a aTopBacTaTiH
par y gosu 10-80 mg, 5,2-6,8% 3a cMMBacTaTHH IpUMe-
weH y nosu 10-80 mg u 3,2-5,5% 3a mpaBacTaTuH fAaT y
mosu 10-40 mg [23].

Y crymuju ACCESS (Atorvastatin Comparative Chole-
sterol Efficacy and Safety Study) c yrBphennm cHyKemeM
HUBOA Tpurmunepuza 3a 18%, aropsactaTuH je 610 Haje-
¢duxacunju cratyd [25]. Y crynmju STELLAR 3abenexxeHo
je a poCcyBacTaTMH CMalbyje KOHLEHTpaLyjy TPUIINALie-
puznay Behoj Mepu Hero CMBacTaTUH WM IIPAaBaCTaTUH Y
CBVIM MICHUTVIBAHUM JIO3HVUM OIICE3UMa, C ICTM HMBOOM
CMamera BPeTHOCTY TPUIINIIepH/ia IPUMEHOM pPOCYyBa-
cTatyHa y fo3u 10-40 mg (20-26%) 1 aTopBacTaTMHA y
rosu 10-80 mg (20-28%) [23].

NMPUMEHA CTATUHA Y CBAKOOAHEBHOJ
KNMHNYKOJ NMPAKCU

¥V cBaKOJHEBHO] KIIMHIYKO] IPAaKCH HEOIIXOJHO je ITpJMe-
HOM CTaTMHCKe Tepanuje OCTBApUTU CMalbethe KOHIeH-
tpanuje LDL-xonectepona u focthy 1jbHe BpeTHOCTH
3anprane Bomranma. Koy yak 82-89% 6GomecHnka nedeHnx
pocyBacTtatuHoM y 03 10-40 mg 1oCTUKY ce Te LubHe
BpenHoctyu gate y NCEP-ATP III (Third Report of the Na-
tional Cholesterol Education Program) y nopebemy ca 69—
85% 6oecHIKa JIeYeHVIX aTOPBACTaTHOM Yy fo3u 10-80
mg [23]. VicroBpeMeHO, yBohemwe pocyBacTaTiHa y 03U
of 10 mg [oBOAY 1O CTaTUCTUYKY 3HAYajHUjeT IT000/bIIa-
Ba JIMIYJHOT M TMIONPOTENHCKOr cTaTyca y nmopehemwy
ca 60JIeCHMIMIMA KOjy Cy HACTAaBU/IN JIederbe IIPYIMEeHOM
aTopBacTaTiHa y fo3u of, 10 mg, cMuMBacTaTHHa y JO3U Off
20 mg v mpaBacTaTuHa y fo3u of, 40 mg, MITO je IOKa3aHo
y cryauju MERCURY (Measuring Effective Reductions in
Cholesterol Using Rosuvastatin Therapy) [26]. Ha xpajy mo-
CMaTpaHOT IIepyuofa Kof 3HadajHo Beher 6poja 6onecHuKa
JIe4eHNX POCYBACTATMHOM JIOCTUTHYTE Cy LIM/bHE BPEHO-
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ctu LDL-xonectepona y nopebemy ca 60ecHuIMMa Koju
CY IIpYIMaJIM aTOPBACTaTH, CUMBACTAaTIH ) IPABACTATHH.

Bucoxocensutusny C-peakTuBHU NpoTeuH (eHrL. high-
-sensitive C-reactive protein — hsCRP) IpeguKToOp je Kap-
IMOBacKynapHuX forabaja 6e3 063upa Ha BpeHOCTU
areporenor LDL-xonecrepona [27, 28]. Hakon 1,9 roguna
kHMYKor npahemwa 6onecuuka y crypuju JUPITER (Ju-
stification for the Use of Statins in Primary Prevention: an
Interventional Trial Evaluating Rosuvastatin), mopep, cMa-
bera BpelHocTu LDL-Xonecteporna, yO4eHo je ¥ CHVDKe-
e HuBoa hs-CRP 3a 37% [29].

PEFPECUJA ATEPOCKJIEPO3E
NMPUMEHOM CTATUHA

CaBpeMeHa M3yJaBama IIpoljeca pa3Boja aTepoCKIepo3e
ca HajCyNTWIHUjUM M3MeHaMa y CTBapamby IVIaKa, Kao U
JICTOBPEMEHN Pa3BOj CaBPEMEHNX TeXHIKA BY3ye/IN3alin-
je merose BeMM4VHe 11 MOP(OIOLIKOT M3ITIEa, KA0 IITO CY
VHTpaBacKy/JTapHU YITPasByK (eHI. intravascular ultra-
sound - IVUS) u marHeTHOpe3oHaHTHa aHanu3a (MPA),
HaMeTHY/IU CY pa3MaTparma CTpaTeruje mpumeHe gapma-
KOTepalnmje pafiy HOCTU3amba perpecuje aTepocKiepose.
CraTmHCKa Tepanyja yTude Ha Cafip>kKaj IUINMAA Y IUIAKY,
CMalbyje HYUBO 3allajbeba, IITO JOBOAMU 10 cTabunmusaniuje
aTepOCKJIEpPOTCKOT I/IaKa I IherOBe ITOTeHIIMjaTHe perpe-
cuje. VIcToBpeMeHO, IIejOTPOIHM epeKTy CTaTHHA UMajy
3Ha4ajHy Y/IOTY Y CTaOM/IM3aLUj1 aTepOCKIEePOTCKOT II/Ia-
Ka C KIIMHMYKMM KOPYMCTUMA TOKOM BUXOBe IIpIMEeHe.

Benmke cTyznuje xoje cy ncnutusaine edexar MefuKa-
MEeHTHe Tepalje Ha IIpOoIiec aTepoCKIepo3e KOPOHAPHUX
KPBHIX CYZOBa IIPYIMEHOM VHTPABACKY/IapPHOT Y/ITPa3By-
Ka, kao mto cy REVERSAL (Reversal of Atherosclerosis with
Aggressive Lipid Lowering) [30], A-PLUS (Avasimibe and
Progression of Lesions on Ultrasound) [31] u ACTIVATE
(ACAT Intravascular Atherosclerosis Treatment Evaluation
study) [32] Hucy jacHO mase ImopaTKe o perpecuju 60necTi.
Oge cTyauje yrBppue cy fa je LDL-XomecTepon He3aBu-
CHM NIPEIVKTOP IIPOMEHA Y BeIMYVHY aT€POCK/IEPOTCKOT
mnaka. Y cryguju REVERSAL sanpemyHa aTepoma ce cMa-
w1 3a 0,4% Ko 60/IeCHMKA JIeYeHMX BeIMKIM Jo3aMa
craTuHa y nopebhemy ca mporpecujom ox 2,7% KoJ, OHUX
KOjU Cy IIpMMaIu CTaHJap/iHe 103€ CTaTMHa HaKoH 18 me-
ceny eversa [30]. CMamembe Iporpecuje aTepoCcKIepoT-
CKOT I/IaKa KOpeNMpao je ca cMamermeM HuBoa LDL-xo-
necrepona, apoB-100 u non-HDL-xonectepona. Ctyznnja
Xonra (Hong) n capaguuka [33] mokasana je a ce pe-
rpecuja Uy HEIIOCTOjarbe IPOorpecuje IIaka KOpOHapHuX
KPBHIX CyZOBa MO>Ke IOTBPANTY Kafla Ce JOCTUTHE HUBO
LDL-xonecrepona mo 2,6 mmol/l. Ananusa Hucena (Nis-
sen) u capagHuka [30] mokasaia je fja perpecuja aTepo-
CKJIepo3e MOXKe OMTH peajlaH TepalmjcKu IMb KOJ I1oje-
IVHYX rpyla 6onecHuka. HayuMe, MHTeH3MBHA CTaTUHCKA
Tepanuja npuMeHoM 80 g aTopBacTaTiHa CMakbyje HUBO
Iporpecuje aTepockjepose y nopehemwy ca craHzapiHOM
CTaTMHCKOM TepamnujoM (40 mg IpaBacTaTyHa).

Crynuja ASTEROID (A Study to Evaluate the Effect of
ROsuvastatin on Intravascular Ultrasound Derived Coro-
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nary Atheroma Burden) 3abenexmua je perpecujy Ko
63,6% 6omecHMKa ca CMaibeeM 3allpeMIHe aTepoMa 3a
7% T0CIIe iBE TOfIVHE JIe4etha POCYBACTATIHOM Y HO3U Off
40 mg [34]. ToxoM oBor Hepuofa JOILIIO je O 3Ha4ajHOT
cMamera KoHIeHTpanuje LDL-xonectepona (3a 53,2%), a
nosehama KoHueHTpanyje HDL-xonectepona (3a 14,7%).
IIpumena pocyBacTaTuHa y fo3u of, 40 mg nokasyje Be-
TUKY e(pMKACHOCT CHIDKeeM Huboa LDL-xomectepona 3a
53%, IOK Cy CTaTMHM Y JOCa/IallllbUM CTYAHUjaMa II0Ka3a-
M CMamberbe KOHILIEHTPallMje OBe KOMIIOHeHTe o7, 16% 1o
46%. AyTopu Cy 3aK/bY4MIN fia ce nedemeM HuBo LDL-
XO0JIeCTepoyIa CMAbIO O BPEIHOCTH 3al[pTaHNX aKTYyesl-
HIUM BOIMYMMa, a KOHIleHTpanuja HDL-xonectepona 1no-
Behasa, IITO je HOBeJIO 1O perpecije aTepoCKIepose KO
UCIIMTAHYKA ¢ McxeMujckoM 6omnemrhy cpiia. Pesynratu
crynuje ASTEROID cy npBu fokasu o MoryhHocTu pe-
rpecrje aTepoCKIepOTCKOT ITaKa IPYMEHOM CTaTIHCKe
tepanuje. Meraanamusa Hukonca (Nicholls) u capaguu-
Ka [35] mokasasa je 1a ce IpUMEHOM CTaTMHCKe Tepalnyje
MOJKe OYeKMBATH! perpecuja aTepockiepose Kaja ce 3a-
6emexxu cMamere HuBoa LDL-xonecrepona u nosehame
BpenHocTy HDL-Xxonecrepona 3a Buie of, 7,5%. Crypuja
ASTEROID jacHo je nctakia norpedy MHTEH3MBHOTL CMa-
wewa H1Boa LDL-xoecTeposa 1 3Ha4ajHOT IIoBehamwa
KoHLleHTpauuje HDL-XomecTepona Kao KJbyYHIX Tepa-
IIMjCKUX IV/beBa Y OUYEKUBAbY perpecuje aTepocKiepo-
3e. [lomaBame Ipemapara HUKOTMHCKe KVICETIHE MOXe
OCTBapuUTH JOfIaTHE TOBO/bHE edekTe [36, 37, 38].
[TprMeHa HOBHMjeT cTaTMHA NUTABACTaTHHA ITOKa3ana je
IIOBO/bHE e(heKTe y lederby 00IeCHMKa C IIOBUIIEHVIM KOH-
LieHTpallyjaMa TUIOIPOTeNHa OOraTHX TPUITIMLEPUANIMA
" CHIDKeHUM HuBooM HDL-xonectepona u ourrehemem
aTepoIpOTeKTUBHE (YHKIIVje OBOT IUIIONpoTenHa [39].
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Modern Statin Therapy in Clinical Practice: The Lower the Better
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SUMMARY

Lipid and lipoprotein disorders are well known risk factors for
atherosclerosis and its complications. The level of atherogenic
LDL-cholesterol (LDL-C) is directly related to an increased risk
of occurrence and progression of ischemic heart disease. Epi-
demiological and clinical studies have shown that the use of
statin therapy to decrease LDL-C can significantly reduce the
incidence of mortality, major coronary events and the need
for revascularization procedures in the different groups of pa-
tients. The findings of a large meta-analysis conducted by the
Cholesterol Treatment Trialists' (CTT) collaborators showed that
every 1.0 mmol/l reduction of atherogenic LDL-C is associated
with a 22% reduction in cardiovascular diseases mortality and
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morbidity. However, despite the impressive results of the bene-
fits of statin therapy, the EUROASPIRE study showed that about
50% of patients with ischemic heart disease did not achieve
target LDL-C levels. According to the new ESC/EAS Guidelines
for the Management of Dyslipidaemias in patients with a very
high cardiovascular risk, treatment goal should be to decrease
LDL-C below 1.8 mmol/l or >50% of initial values. In the majo-
rity of patients that can be achieved by statin therapy. For this
reason an adequate choice of statins is of crucial importance,
whereby the needed reduction in atherogenic LDL-C, after the
identification of its target level based on the assessment of total
cardiovascular risk, can be achieved.
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