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Short Term Comparison Between Safety and Efficacy
of Rosuvastatin 40 mg and Atorvastatin 80 mg
in Patients with Acute Coronary Syndrome
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Background. Dyslipidemia is one of the most serious modifiable risk factors for acute coronary syndrome which is the most leading cause of mortality
and morbidity worldwide.

Aim. To assess the short-term safety and efficacy of full dose rosuvastatin and atorvastatin in patients with acute coronary syndrome.

Material and methods. Single center, prospective, randomized study included 100 patients who were randomized from first 24-hour of admission
to either atorvastatin 80 mg daily (group 1) or rosuvastatin 40 mg daily (group 2). Primary outcomes included levels of inflammatory markers
(erythrocyte sedimentation rate [ESR], high-sensitive C-reactive protein [hs-CRP] and total leukocyte count [TLC]) after 4 weeks of treatment and lipid
profile after 3 months. Secondary outcomes included recurrent myocardial infarction, recurrent angina, stroke and side effects.

Results. At admission, both groups were comparable in age, without statistically significant difference regarding risk factors (diabetes, hypertension,
smoking and obesity), echocardiography (end-diastolic volume, end-systolic volume and ejection fraction), laboratory parameters of inflammation
and lipid profile. After 1 month, there was insignificant difference between rosuvastatin and atorvastatin in the reduction of ESR, Hs-CRP or TLC. After
3 months rosuvastatin showed statistically significant reduction in the level of low-density lipoprotein cholesterol, triglyceride (p<0.001) and significant
increase in high-density lipoprotein cholesterol (p<0.001) when compared to atorvastatin and at the same time the rosuvastatin group was safer re-
garding liver enzymes elevation, p<0.001 for alanine and p<0.01 for aspartate aminotransferases, respectively.

Conclusions. Our findings demonstrated that rosuvastatin 40 mg/day is safer and more effective than the atorvastatin 80 mg/day in the terms of
lipid parameters and inflammatory biomarkers.
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AtopBactatvH 80 Mr nnu posysBactatuH 40 Mr? CpaBHeHUE KPaTKOCPOUHbIX 3(p(HeKTUBHOCTM U 6e30MacHOCTU Y NaLUEHTOB
C OCTPbIM KOPOHaPHbIM CUHAPOMOM

LLanma Axmen Moctacha*, Xanug dnbpabat, Moxamen Maxpeyc, Mapsa Kamans

YHmBepcuTeT beHxa, ®akynsreT MeanumHel, Kadenpa kapavonormm

Yn. ®apug Hapa, bexxa, MposuHuma Kanyows, 13511 Apabckas Pecnybnvika Ermnert

Oncnnupemuns SBRseTCH OOHMM M3 Havbornee cepbe3HbiX MOAMMULMPYEMbIX (PaKTOPOB PKCKa OCTPOTrO KOPOHAPHOTO CMHAPOMA — BenyLlen
NpW4MHbI 3360NeBaeMoCTU U CMEPTHOCTU B MUpe.

Lienb. OueHWTb 3theKTUBHOCTL 1 6€30MaCHOCTb MOHOM CYTOYHOM [L03bl PO3yBaCTaTMHA 1 aTOPBACTaTVHA Y NALMEHTOB C OCTPbIM KOPOHAPHbIM CUH-
[POMOM B KPaTKOCPO4HOM Mnepurofe.

Matepuan n metopbl. OLHOLEHTPOBOE NPOCNEKTMBHOE PaHLOMM3MPOBAHHOE UCCefoBaHMe BKoYano 100 naumeHToB, KoTopble B TedeHue 24 4
nocne NocTynneHuns B cTaLMoHap 661 paHAOMU3MPOBaHbI B rpynny npuema atopeactatiHa 80 mr/cyT (rpynna 1), nnbo B rpynny npviema po3ysa-
cTratuHa 40 mr/cyT (rpynna 2). YpoBHM MapkepoB BocnaneHus (ckopocTb ocefiaHus 3puTpoumtos [CO3], BbICOKOHYBCTBUTENbHbIN C-peakTuBHbI
6enok [B4-CPB] 11 KONMYECTBO NENKOUMTOB) Yepe3 1 Mec, a Takke nokasaTenu MMNUAHOro Npoduns Yepes 3 MeC pacCMaTpUBaNUCh Kak NepBuYHbIe
ncxopbl. BTopryHble MCXombl BKIOHANN: peLmams MHdapKTa M1Mokapaa, peLmnams CTeHOKapaMm, MHCYNLT 1 NOOo4HbIe 3PdeKTbI.

Pesynbratbl. [Mpy NocTynaeHn naumeHTsl obenx rpynn Obiny conoctaBnMbl No BO3pacTy, MMEBLLMMCS (akTopaM prcka (caxapHbii auabert, apte-
pyWanbHas rMnepToHs, KypeHyvie, oXXMpeHune), axokapanorpabryiecknmM napaMeTpam (KOHEYHbIN 1acToNNYeCcKMUIA 1 CUCTONMYeCKNA 06beMbl, ppak-
UMK Bbibpoca), nabopaTopHbIM Mapkepam BocnaneHus 1 nokasatensm IMnUaHoro npoduns. Yepes 1 Mec Gbinn 3aperncTprupoBaHbl He3HauMble
pasnu4Ma Mexay rpynnamu B otHoleHunn cHukernsa CO3, yposHs B4-CPB 1 nerkounTtos Kposu. HYepes 3 Mec B rpynne 2 No cpaBHEHWMIO C rpynnown 1
OTMEYeHO CTaTUCTUHECKMN 3HaYMMOe CHUXEHME YPOBHEN NMNONPOTeN0B HU3KOW NNOTHOCTY, Tpurnmuepuaos (p<0,001), 1 NoBbieHMe YPOBHs
NIMMNONPOTENAOB BbICOKOM MnoTHOCTH (p<0,001). B TO >Xe Bpemst B rpynne 2 NpoaeMOHCTPMPOBaH boree BbICOKMIM Npodunb 6e30nacHOCTM B OTHO-
WEHWM YPOBHS NeveHo4YHbIX hepmeHToB (p<0,001 Ans anaHMHOBOM TpaHcaMmnHaszbl 1 p<0,01 Ans acnaparMHOBOM TpaHCAMMHA3bI).
3akntoyeHue. Hallle NccnefoBaHve NPOAEMOHCTPUPOBATIO, YTO NPYMeEHeHKe po3yBacTaTiHa 40 Mr/cyT SBRsNoCh bonee 3deKTNBHBIM B OTHOLLEHN
nokasartenen IMNMAHOTO CNeKkTpa KPOBM 1 MapkepoB BOCManeHus, a Takxke 6onee Ge3onacHbIM, Yem atopsacTtatiHa 80 Mr/cyT.

KntoueBble c10Ba: aTopBacCTaTVH, PO3YBACTaTWH,0CTPbIA KOPOHAPHbIN CUHAPOM, CTaTUHBI.
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Efficacy and Safety of Atorvastatin and Rosuvastatin in ACS
AhchekTMBHOCTL 1 6630MaCHOCTb aropBacTatnHa u posysactatuxa npu OKC

Acute coronary syndrome (ACS) considered as a
subgroup of cardiovascular diseases (CVD), whichis
the most leading cause of mortality and morbidity
worldwide [1]. It was estimated that more than 17
million subjects are dying from CVD each year and 3
to 8 per 1000 persons suffering from ACS that asso-
ciated with high rate of long hospitalization [2-4].
Dyslipidemia is one of the most serious modifiable
risk factors for acute coronary syndrome (ACS). It's
known that the high level of cholesterol associated
with the high incidence of mortality and morbidity
[5-8]. Therefore, the reduction of low-density
lipoprotein cholesterol (LDL-C) is highly recom-
mended as a primary target of therapy in patients
with ACS [9].

For a decade, many clinical trials and meta-analy-
ses demonstrated the effective role of HMG CoA re-
ductase inhibitors (statins) in reducing the level of
LDL-C[10,11]. Statins have a competitive inhibitory
characteristic on the 3-hydroxy-3-methylglutaryl
coenzyme A reductase andpromoting nuclear
translocation of transcription factor sterol response
element binding protein 2 (SREBP-2) [12,13]. More-
over, statins work on reducing intrahepatic synthesis
of cholesterol which directly alters the level of
LDL-C. In addition, statins target to improve other
CVD as endothelial dysfunction and intraplaque in-
flammation by increases collagen deposition and pro-
moting nitric oxide (NO) production [14]. Recently,
some investigators observed direct regulatory effectof
statins on CD4+ /CD28null cells that associated with
occurrence of ACS [15].

Despites this progress in this matter, there is no
sufficient data comparing between the anti-inflam-
matory and lipid-lowering effects of atorvastatin 80
mg,/day and rosuvastatin 40 mg/day in patients with
ACS. In this study, we aim to assess the short-term
safety and efficacy of full dose rosuvastatin and ator-
vastatin in patients with ACS.

Material and methods
Study Design

This is a singlecenter, prospective, randomized-
study that was conducted over the period from Jan-
uary 2016 to December 2017. We enrolled all pa-
tients according to restricted criteria. We took the
history from the patients and subjected them to sys-
temic examination and laboratory investigations. We
included 130 patients of both genders aged from
18 to 70 years old who fulfilled WHO criteria for the
diagnosis of ACS (ST elevation myocardial infarction
[STEMI], non-ST elevation myocardial infarction [non-
STEMI], unstable angina [UA]). Only 100 patients
fulfilled the criteria and were randomized from first

OcTpbIi KOpOHapHbIY cnHapoM (OKC) paccmatpuBaeTtcs
Kak NoArpynna cepaeqHo-cocyamcTbix 3adonesaHnii (CC3) u
SIBNAETCA BeyLLen NpuyMHoOM 3a60NeBaeMoCT U CMepPTHOCTH
B Mupe [1]. bbino yctaHoBneHo, 41o ot CC3 eXerogHo yMUpPaeT
oonee 17 mnH vyenosek, or OKC — ot 3 0o 8 Ha 1000 OosbHbIX,
YTO Tak>Xe acCOLMMPYETCS C BbICOKOM YacTOTOW ANUTENbHbIX
rocnutann3aumm [2-4]. Jucnnnupemms — o4uH U3 Havbonee
cepbesHbIX MoaudpuLmpyembix dakTtopos pucka OKC. M3-
BECTHO, YTO MOBbILLIEHHbIN YPOBEHb XONEeCTEPUHA aCCOLMMPY-
eTCs C BbICOKMM PUCKOM 3a00neBaeMocCTi U CMEPTHOCTH
[5-8]. Taknum 0bOpa3oM, CHUXEHME YPOBHS NMMNONPOTENOOB
HU3KOWM nnoTHOCTK (JITTHIT) pekoMeHayeTcs paccmaTpuBath
Kak nepBooYepenHyio 3afady B nedeHumr 6onbHbix ¢ OKC [9].

S heKTUBHOCTb NHIMBUTOPOB MMIM-KoA peaykTasbl (cTa-
TUHOB) B CHUXeHUM ypoBHs JIMHI Obina NpoOeMoHCTPUPO-
BaHa BO MHOMMX KIIMHUYECKMX NCCNefOBaHNAX 1 MeTaaHau-
3ax 3a nocnegHue 10 net [10,11]. CtaTuHbl obnapatoT
KOHKYPEHTHOM VHMMOMPYIOLWEen akTUBHOCTbIO B OTHOLLEHWN
penyKTasbl 3-rMOpPoOKU-3-MeTUNIIyTapun KopepMeHTa A 1
CnocobCTBYIOT AAEPHON TPaHCIIOKaLMM TPAHCKPUMUMOHHOTO
bakTopa — OenKka, CBA3bIBAIOWEro CTEPUH-YYBCTBUTENbHbIN
snemMeHT (SREBP-2) [12,13]. CTaTMHbI TakXKe CHUXAIOT CUHTE3
XOnecTepmHa B NeYeHmu, YTo HeNoCpPeCTBEHHO BIUAET Ha YPO-
BeHb JIMHIT. Kpome Toro, ctatHbl yMeHbLLAIOT 3HAOTENaNb-
HYI0 AMCYHKUMIO U BOCManeHve B OMsiLLKe 33 CHeT yBennye-
HWA OTMIOXKEHWNA KOMMareHa v NoBbILWeHNA NPOayKLUMM OKCUAa
asota (NO) [14]. HenaBHO HekoTopble UCCeaoBaTenn npo-
LEMOHCTPYPOBany NPAMOe PerynaTtopHoe BVAHME CTaTMHOB
Ha CD4+/CD28null kneTkn, KOTOpble aCCOLMMPOBAHbI C pa3-
Butem OKC[15].

HecmoTpsi Ha mporpecc B 3TOM BOMPOCe, HeAOCTaTO4YHO
OAHHbIX MO CPaBHEHMIO MPOTMBOBOCMANIUTENIbHOTO U IUMUAC-
HM>KAIOLLLEro AencTBMA aTopBacTaTiHa B o3e 80 Mr/cyT 1 po-
3yBacTaTMHa B fose 40 mr/cyt y naumenTos ¢ OKC. Llenblo
JaHHOW paboTbl ObINO oLeHNTL 6e30MacHOCTb U 3dhdeKkTUB-
HOCTb PO3yBacTaTWHa U aTOPBACTATMHA B MOJIHbIX CYTOYHbIX
0031poBKax y naumeHToB ¢ OKC B KpaTKOCPO4HOM nepuroge.

MaTepMan n MmeTonbl
[In3aviH uccnegosamHms

OAHOLEeHTPOBOE MPOCNEKTUBHOE PaHAOMM3MPOBAHHOE UC-
cnepoBaHue ObIO NPOBEAEHO B NMepuog, ¢ sHBaps 2016 1. no
nekabpb 2017 1. Bkntodanncb BCe nauneHTbl B COOTBETCTBUM
C KPUTEPUSIMI OTPaHNYeHNs. Y NaLMEeHTOB cObMpany aHam-
He3, NPOBOAMMM OCMOTP M NabopaTOpHbIe MCCNEeAOBaHMS.
Bbino BkodeHo 100 naumeHToB 0oboero nona B Bo3pacre oT
18 no 70 neT, oTBevaBLLUX KpuTepmsam BO3 ana amarHosa
OKC (nHMapkT Mm1okapga ¢ nogbemMoM 1 6e3 nogbema cer-
MeHTa ST, HecTabunbHas cTeHokapaus). B TedeHne nepBbIx
CyT NpebbIBaHNA B CTaLMIOHAPe 1 MONyYeHNs CTaHAAPTHOM Te-
panum Npv NOMOLLM KOMMbIOTEPHOW paHAOMM3aLMOHHOM Tab-
nnUbl NauneHToB oTbupanu B rpynny 1 (atopactatnH 80
mr/cyt; n=50), nnbo B rpynny 2 (po3ysactatuH 40 Mr/cyT;
n=50). Yepe3 1 MeC oLEeHMBaN1 NPOTMBOBOCHANNTENbHbIN

Rational Pharmacotherapy in Cardiology 2018,14(5) / PaunoHanbHas ®@apmakotepanus B Kapanonornm 2018,14(5) 637



Efficacy and Safety of Atorvastatin and Rosuvastatin in ACS
AbchekTBHOCTL 1 6630M1aCHOCTb aropBacTatnHa u posysactatuxa npu OKC

24-hour of admission using a computer-based ran-
domization table to either atorvastatin 80 mg daily
(group 1) or rosuvastatin 40 mg daily (group 2) then
patients were evaluated at 1 month for anti-inflam-
matory response and at 3 months for lipid profile
changes and clinical outcome. Informed consent was
taken from the patients included in the study and
approval was taken from Ethical Committee of the
Institute.

Inclusion and Exclusion Criteria

Inclusion criteria: we included our patients ac-
cording to WHO criteria for diagnosis of ACS. Patients
aged between 18 to 70 years old. No discrimination
based on gender, race, and economic state.

Exclusion criteria: we excluded all patients who
already on statin or with contraindications to statins.
Patient with previous ACS and underwent to percu-
taneous coronary intervention or coronary artery by-
pass grafting were excluded.

Laboratory Investigations

At admission: liver function test, kidney function
test, and inflammatory markers (erythrocyte sedi-
mentation rate [ESR], C-reactive protein [CRP] and
total leucocytes count [TLC]). Also, lipid profile tests:
total cholesterol (TC), triglyceride (TG), LDL-C and
high-density lipoprotein cholesterol (HDL-C) were
done. At the first month: inflammatory markers were
done for all participants and at the third month, all
of them subjected to lipid profile and liver function
tests.

Echocardiography

All patients were evaluated twice by expert oper-
ator who was blinded to the patient randomization
group: at admission and after 3 month. All patients
were examined in left lateral position using machine
(PHILIPS, EPIC 7C) with multi-frequency transducer.
Standard views for two dimensional, M mode and
Doppler studies were obtained according to the rec-
ommendation of American society of echocardiog-
raphy for the assessment of left ventricular end sys-
tolic, end diastolic function by modified Simpson
method and calculation of the ejection fraction.

Outcomes Measurement

Primary outcomes: included levels of inflamma-
tory markers (ESR, Hs-CRP and TLC) after 4 weeks
of treatment and lipid profile after 3 months.

Secondary outcomes: included recurrent myocar-
dial infarction (M), recurrent angina, stroke, treat-
ment of emergent side effects and mortality. All the
adverse events either reported or observed by the

OTBET, N 4epe3 3 MeC — M3MEHeHWS B NUNNOHOM I'IpOCDI/IJ'Ie n
KNMHUYeCKMN NCXOA. Bce naumeHTbl, BKIOYEHHbIE B LCCe-
JOBaHWe, noanmncblBann I/IHCpOle/IpOBaHHOG cornacune, mnc-
ciegoBaHme ObINo Takxe o,uo6peHo ITNYECKMM KOMUTETOM
MHCTUTYTa.

Kputepum BKkntoYeHUS v CKNIOYEHNS

Kputepum BktoYeHWs: NaumeHTsl B Bospacte 18-70 net
BKJTIOYaNMChb B UCCIefOBaHME B COOTBETCTBMU C KPUTEPUSMUA
BO3 ansa ararHosa OKC. Mon, paca 1 3KOHOMUYECKWIA CTaTyC
He Y41TbIBaNNCh.

Kputepui MCko4eHms: NCKMoYanmMcb NaLUMeHThbl, yXe no-
Ny4aBLUMe CTaTUHBI, NI VMEBLUME NPOTUBOMOKA3aHMUA K MX
npuemy. Takxe nckmovanncs nauyeHtsl ¢ OKC B aHaMHese,
W NepeHeCcLUne YPECKOXKHOE KOPOHAPHOe BMELLATeNbCTBO,
a0pPTO-KOPOHAPHOE LIYHTUPOBAHME.

JlabopatopHeie uccnegoBaHus

Mpy nocTynneHnn oueHMBANMUCL: NokKasaTen QyHKLMN
neyveHy, Noyvek, Mapkepbl BocnaneHus (CKopocTb ocefaHus
sputpoumntoB [CO3], ypoBeEHb BbICOKOYYBCTBUTENIbHOMO C-pe-
akTVBHOro 6enka [B4-CPE] 1 nenkoumToB KpoBM). Takxke uc-
cnepoBanyt NUNUAOHbLIV NPohUb: OO XONeCcTepuH, Tpn-
ruuepuabl, JIMHM 1 nvnonpoTenabl BbICOKOW MAOTHOCTY
(nnBr).

Yepes 1 Mecy BCex y4acTHUKOB OLEHMBaM MapKkepbl BOC-
naneHns, 1 4epes 3 Mec — nokasarenu NMMNMEHoro Npoduia
N PYHKLMN NeYeHn.

xokapanorpapus

Bcem naumeHTam apaxabl (Npy NocTynneHun un vyepes 3
Mec) ObIfIo BbIMOMHEHO 3X0KapAMorpaduyeckoe NccnefoBa-
HWe OMbITHBIM OMepPaTopPoOM, He 3HaBLUMM, B Kakylo rpynmny
ObIN paHOOMU3MPOBAH NaLMeHT. ViccneqoBaHe NpoBOAMNOCH
Ha annapate PHILIPS, EPIC 7C c ucnonb3oBaHMeM MynbTnyac-
TOTHOrO AaT4viKa. bbinuv nonyyYeHbl CTaHaAPTHbIE 300paXKeHUs
B B-, M- 11 [ONNNIepOBCKOM pexymMax, COOTBETCTBYIOLLME pe-
KoMeHaaumaM AMepPUKaHCKOro 3xokapamorpaduyieckoro 06-
LWecTBa 18 OLEHKM KOHeYHoro cuctonuyeckoro (KCO) 1 ko-
HeyHoro Auacronudeckoro (KAO) ob6bemoB neBoro
Kenyaodka ¢ pacdetoM dpakumm Boibpoca (OB) no moau-
puumpoBaHHoMy MeTony CMMMCOHa.

OueHka ncxopoB

[epBuYHbIe NCXOAb! BKIOHANW YPOBHU MapKepoB BOCMa-
nenus (CO3, B4-CPB, NenkoumMTbl KPOBW) Yepes 4 Hef, nedeHus
¥ nokasatesiv IMNUAHOIo NpoMuia Yepes 3 Mec.

BTOpuYHbIe MCXOAb! BKIIOYANM pPeunamB MHMapKTa MUO-
Kapha, peunamB CTEHOKAPOMW, NHCYIBT, fledeHrie no noBogy
HenpeaBuaeHHbIX MODOYHbIX 3PHEKTOB 1 CMepTb. Bce Hebna-
ronpusTHble cobbITUSA, Kak 3atUKCUPOBaHHbIE, Tak 1 Habmio-
JaBLUMecs NaLVeHTOM, 3annCbIBanMCh U OLIEHMBANNCL B OTHO-
LLEHUW VX BbIPaXKEHHOCTW, BPEMEHW NOSBEHUS 1 MPOOOIXKM-
TeNbHOCTM NS ONpefeneHns NepeHoCMOCTM NpenapaTos.
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patients were recorded and evaluated as regard to
severity, onset, and duration to assess the tolerability
of the drugs.

Statistical Analysis

The clinical and echocardiographic data obtained
at pre and post randomization process were col-
lected, verified, revised and then edited on the PC
and analyzed using Statistical Package for the Social
Sciences (SPSS) software for Windows, version 16.
The following tests were used: mean, standard devi-
ation (SD), number and percentage, Student T test
for independent samples, paired T test and Chi square
test (y¢2).

Results
Demographics

One hundred patients were included and ran-
domized into two groups: group 1 received atorvas-
tatin 80 mg daily and group 2 received rosuvastatin
40 mg daily. The mean age of the study population
was 54.6+9 years, 70% were males, 52 % were hy-
pertensive, 38% had diabetes mellitus, 54% were
smokers, and 24% were obese (body mass index
>30 kg/m?).

At admission both groups were of comparable
age (p=0.882), there was no statistically significant
difference between both groups regarding risk fac-
tors: p value for diabetes mellitus, hypertension,
smoking and obesity was 0.313, 0.841,0.161 and
0.648, respectively. Also both groups had statistically
insignificant difference as regard to clinical presen-
tation; p value for STEMI, non-STEMI and UA was
0.095, 0.095 and 0.248, respectively (Table 1).

Efficacy

Echocardiography and laboratory parameters of
inflammation and lipid profile were comparable at
admission in both groups: p value for EDV, ESV and
EF was 0.92, 0.91 and 0.83, respectively. P value
for ESR, Hs-CRP and TLC was 0.61, 0.72 and 0.71,
respectively. P value for HDL-C, LDL-C, TG and TC
was 0.301, 0.183, 0.464 and 0.152, respectively
(Table 1).

After 1 month there was nonsignificant difference
between the two groups as regard to inflammatory
markers as pvalue was 0.051, 0.449 and 0.532 for
ESR, Hs-CRP and TLC, respectively (Table 2, Fig. 1).

After 3 months there was a significant difference
(p<0.001) between the two groups in term of HDL-C;
atorvastatin shows slight reduction (-2.9 mg/dL) vs
marked increase in the group of rosuvastatin (18.8
mg/dL). One the other hand, group 2 showed sta-
tistically significant improvement compared with

CraTucTuyeckmi aHanm3

KnuHnyeckme 1 axokapavorpaduyeckme AaHHble, nony-
YeHHble [0 W Noc/ie paHaoMM3aummM, Obinn cobpaHbl, Bepn-
buLmMpoBaHbl, 06paboTaHbl, BHECEHbI B SMEKTPOHHYI0 Ba3y n
NpoaHanM3nMpPoBaHbl C UCMONb30BaHMEM CTaTUCTUYECKOrO Na-
KeTa Nporpamm 4na coumanbHbix Hayk (SPSS) ana Windows,
Bepcus 16. Micnonb3oBanunck cnedytoLine TeCTbl: pacyeT cpef-
HUX BEIMYMH 1 CTaHAAPTHBLIX OTKMOHEHWR (S), pacyeT npo-
LeHTHbIX COOTHOLLEeHUI, T-KpunTepuit CTblofeHTa Ans He3aBu-
CUMBIX BENTNYNH, NapHbIV T-TECT U KpUTEPWA X1-KBaapaT (x?2).

Pe3ynbTaThl
[Jemorpapuyeckne xapakTepuctuku

100 naumeHTOB ObINK BKIIOYEHbI B UCCNIEAOBAHVE U paH-
JOMU3MPOBaHbl Ha ABe rpynnbl: rpynna 1 — nony4asLume ato-
BacTaTMH 80 Mr/cyT v rpynna 2 — nosyyasLume po3yBacTaT1H
40 mr/cyt. CpegHUI BO3PacT Y4aCTHNKOB NCCeoBaHNs Co-
craBmn 54,69 net, U3 HUX My>HKH 70%, 52% cTpaganv ac-
CeHUManbHOW rmneptoHnen, 38% nmenu caxapHbii Araber,
54% Oblnu KypUnbLLMKaMu 1 24% 1men oxunperme (MHaekc
Macchl Tena >30 kr/m?).

Mpw nocTynneHnmn obe rpynnbl ObiM CONOCTaBUMbI MO BO3-
pacty (p=0,882), mexay rpynnamu He ObIfo Takxe CTaTu-
CTUYECKM 3HAYVIMbIX PA3fINYMIA B OTHOLLEH NN (hakTOPOB pUCKa:
caxapHoro avabeta (p=0,311), apTepranbHON rMNepToHN
(p=0,841), kypeHnsa (p=0,161) n oxunpeHns (p=0,648). B
OTHOLLEHUM KIIMHUYECKUX NPOSBAEHNI MeXAY rpynnamMu cy-
LLLeCTBOBaNV CTAaTUCTUHECKM HE3HAYMMbIE Pa3nNYMf: 3HA4YEHNS
p 0N MHPapKTa MMoKapAa C NogbeMoM cerMmeHta ST, nH-
hapkTa Mrokapaa 6e3 nogbemMa cermeHTa ST U HeCcTabunbHOM
creHokapamwn coctasunu: 0,095, 0,095 n 0,248, cooTBeT-
CTBEHHO (Tabn. 1).

SppekTnBHOCTD

DxoKkapanorpadmyeckme daHHble, a Takxe nabopaTopHble
Mapkepbl BOCMaNIeHNs U MoKasateny NUnuaHoro npoduna
NpY NOCTYNNEHNN B CTaLMOHap Obinn COMOCTaBMMbI B 06enx
rpynnax: 3HadeHns p ana KOO, KCO n OB nesoro xenynoyka
Obinn 0,92, 0,91 1 0,83, COOTBETCTBEHHO. 3Ha4YeHUs p ONs
CO3, B4-CPE v konuyecTtsa nemnkoumtos obinn 0,61, 0,72 1
0,71, cootBeTCTBEHHO. 3Hayenus p ansa JIMBM, JIMHM, TT n
obulero xonecrepuHa coctasunu: 0,301, 0,183, 0,464 u
0,152, cootBeTcTBEHHO (Tabn. 1).

Yepes 1 Mec ObINW 3apernmcTpUpPOBaHbI CTaTUCTYECKU He-
3Ha4yMMble PasnNMYmMa B OTHOLLIEHMM MapKepoB BOCMaNeHMs
Mexnay rpynnamu — 3HaveHuns p coctasunu: 0,051, 0,449 n
0,532 ana CO3, B4-CPb 1 ypoBHSA NENKOLIMTOB, COOTBET-
cTBEHHO (1abn. 2, puc. 1).

Yepes 3 Mec ObINo BbISBIEHO CTaTUCTMYECKM 3HAYMMOe
(p<0,001) pasnuume B OTHOLLIEHWN ypoBHS JITIBM Mexay
OBYyMd rpynnamu. B rpynne atopsacratyiHa 3apermcTpmpoBaHo
HebonbLIOe CHUXeEHWe ero ypoBHS (-2,9 Mr/an), B To Bpems
KaK B rpynne po3yBacTanTiHa — 3Ha4MmMoe nosblleHne (18,8
mr/on). Mpw 3TomM B rpynne 2 no cpaBHEHWIO C rpynmnon 1
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Table 1. Baseline criteria of studied population

Tabnuua 1. XapakTepUCTUKM MaLMEHTOB MPU BKITIOYEHUM B UCCNiefoBaHMe

Parameters / MapameTp Group 1/ Tpynna 1 Group 2 / Tpynna 2 p value
(n=50) (n=50)

Age, years / Bopacr, ner 54619 54.9+8.4 0.882

Gender / Ton, % Male / MyxuuHbl 70 60 0.295
Female / XeHLumHb! 30 40

Risk factors / GakTopbi pucka, % DM/ Ch 38 48 0313
Hypertension / AT 52 50 0.841
Smoking / Kypetve 54 40 0.161
Obesity / Oxvperve 24 28 0.648

Presentation / MposBnexns STEMI / UMnST, % 82 56 0.095
Non-STEMI / IM6ST, % 17 34 0.095
UA /HC, % 20 30 0.248
EDV, mL /KO, M 122430 118430 0.92
ESV, mL /KCO, M 60.1+26 60.4£27 0.91
EF / B, % 47.5£12 493414 0.83

Laboratory / NlabopatopHble faHHble — ESR, mm/hour / CO3, MM/4 28(5:95) 45(9;90) 0.196
Hs-CRP, mg;/L / 84-CPB, Mr/n 12(0;96) 14(0:192) 0.090
TLC, x10°/L / Nexoumsl, x10°/n 10.6£3.4 11.3£5.1 0.710
HDL-C, mg/dL / XCNMBM, mr/an 36.4+9.5 38.7+133 -
LDL-C, mg/dL / XC INHM, mr/gn 1284453 139.14£37.6 -
TG, mg/dL / Tournuuiepuasl, Mr/an 188 (81:654) 153 (93;495) 0.464
TC, mg/dL / OX, mr/nn 191.7448.1 199.2453.2 0.152

Data are presented as MSD or Me (25%;75%), unless otherwise stated

EF - ejection fraction, ESR - erythrocyte sedimentation rate, hs-CRP - high-sensitive C - r
TC - total cholesterol

[laHHble npezcTasneHbl 8 Buae MESD unmn Me (25%;75%), e He ykazaHo uHoe
CJl - caxapHbint avaber, AT - aptepuansHas runeprensns, MNST - nHdapkT Myokapaa
KI0 - koHeuHbI AvacTonmuyeckuit oobem, KCO — KoHeuHbIi cuctonnyeckii 0obem, OB

DM - diabetes mellitus, STEMI - ST-elevation myocardial infarction, non-STEMI - non ST-elevation myocardial infarction, UA - unstable angina, EDV - end diastolic volume, ESV - end systolic volume,

eactive protein, LDL-C - low density lipoprotein cholesterol, HDL-C - high density lipoprotein cholesterol,

cnogbemom ST, IMBST - uHdapkT Muokapaa 6e3 nogbema ST, HC - HecrabunbHast creHoKapaus,
— dpakuys BbIbpoca, CO3 - ckopoCTb 0CeAaHNs IpUTPOLWTOB, BY-CPB — BbICOKOHYBCTBUTENbHbIV

C-peakTigHbin benok, XC - xonectepuH, JINMHM - nunonporenasl Hu3kow naoTHocTw, JIMBM - nunonporenasl Bbicokoi noTtHocTH, OX — bt xonectepuH

Table 2. Comparison between baseline and one month follow up of inflammatory markers

Tabnuua 2. CpaBHeHMe YypOBHEN MapKepoB BoCnaNieHUs Mpu BKIOYEHUN B UcciefjoBaHWe 1 Yyepe3 1 Mec HabntopeHus

Parameter / Mapametp Group 1 / Tpynna 1 (n=50) Group 2 / Tpynna 2 (n=50) p value?
Baseline  Follow up* A % Baseline  Follow up* A %
McxopHo  Yepes 1 mec WUcxopHo Yepes 1 mec
ESR, mm/hour / CO3, Mm/4 28(5;95) 29(5;85) -7.6 (-45;40) 45(9,90)  395(5;84) -13.7(-87.3;333.3) 0.051
Hs-CRP, mg//L / B4-CPb, mr/n 12(0;96) 0(0;48) -100(-100;0) 14(0;192)  0(0;48) -100(-100;-50) 0.449
TLC, x10°/L / Nerkouml, x10°/7 10.6£3.4 9.6+2.5 -7.7(-35;25) 11.3%5.1 9.5+2.4 -9.1(-63.3;75) 0.532

Data are presented as MSD or Me (25%;75%)
*After 1 month; 2for compare changes in parameters

ESR - erythrocyte sedimentation rate, Hs-CRP - high-sensitive C-reactive protein, TLC - total leucocyte count

[laHHble npezcTasneHsl 8 Buae M£SD unmn Me (25%;75%)
#[pvt CpaBHEHYY V3MEHEHV NapaMeTPOB

€03 - cKopOCTb OCERAHNS IPUTPOLWTOB, BY-CPB — BbICOKOHYBCTBHUTENbHbIN C-peakTIBHbIM Oenok

group 1 in lipid profile including LDL-C and TG, where
median change was -18.9% vs -12.6% (p<0.001)
and -3.4% vs -1.6% (p<0.001), respectively, but
was insignificant for TC where median change was
-10.9% vs -13.2% (p=0.157; Table 3, Fig. 1).

ObINO Takke NPOAEMOHCTPUPOBAHO CTATUCTUHECKN 3HAYMMOE
ynyyleHme B oTHoLlueHuM ypoBHer JTIHI un TI: meamaHa pas-
nnymn coctasmna 18,9% npotue 12,6% (p<0,001) n-3,4%
npotms -1,6% (p<0,001), COOTBETCTBEHHO. B OTHOLLEHNN
YPOBHS OOLLEro XOnecTteprHa 3Ha4YUMBbIX Pa3fIVYUA He Bbl-
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ESR - erythrocyte sedimentation rate, Hs-CRP - high-sensitive C-reactive protein, TLC - total leucocyte count, HDL-C - high density lipoprotein cholesterol,

LDL-C - low density lipoprotein cholesterol, TC - total cholesterol, TG - triglyceride

€03 - cKopOCTb 0CERAHNS HPUTPOLWTOB, BY-CPB — BbicoKo4YBCTBHTENbHbIN C-peakTiBHbI benok, XC JIMBM - xonecrepuH NMMonpoTeiaoB BbICOKOM MIOTHOCTH,
XCJIMHM - xonecrepyuH nMnonpoTenaos Hu3koit nnotHocTi, OX — obuuyi xonectepu, TT = TpUMAMLEpH D!

Figure 1. Changes in indicators in the study groups
PucyHok 1. AnHamMunKa nokasaTenemn B uccienyemblx rpynnax

Echocardiographic parameters were statistically ABMNEHO: MeanaHa pas3nudmi coctasmna -10,9 npotms -13,2
better in group 2 where median change of end-di- (p=0,157; 1abn. 3, pnc. 1).
astolic volume, end-systolic volume and ejection frac- Dxokapamorpaduryecke napaMeTpbl Obinn CTaTUCTUHECKM
tion was -22.7% vs -9% (p<0.001), -24.6% vs 3Ha4YMMO Mydlle B rpynne 2, rae Mmedvana auHamukn KOO,
-6% (p<0.001), and 9.6% vs 4.2% (p<0.001), KCO un @B cocrasuna -22,7% npotns -9% (p<0,001),
respectively (Table 4). -24,6% npotns -6% (p<0,001), n 9,6% npotus 4,2%

(p<0,001), cooTBeTcTBEHHO (TAbN. 4).

Table 3. Comparison between baseline and 3 months follow up of lipid profile
Tabnuua 3. CpaBHeHMe YPOBHEN NMUNUAOB KPOBM NPU BKIIOYEHUM B UCCTIefOBaHNE U Yepes 3 Mec HabnioaeHMs

Parameter / Mapametp Group 1 / Tpynna 1 (n=50) Group 2 / Tpynna 2 (n=50) p value?
Admission  Follow up* A% Admission  Follow up* A%
McxopHo  Yepes 3 mec WUcxopHo Yepes 3 mec
HDL-C, mg/dL / XC MBI, Mr/an 36.4+9.5 353494  -2.9(-5.0;-1.7) 3874133  456+133  18.8(7.1;433) <0.001
LDL-C, mg/dL / XCINHM, wr/nn 128+453  111.2£42.2 -12.6(-67.3;72.6) 13914376 110.2435.4 -18.7(-92.3;-5.9)" <0.001
TC, mg/dL / OX, mr/nn 191.74#48.1  166.2£52.3  -13.2(-57,46.8) 199.2453.2 192.8455.2 -10.9(-32;127.9) 0.157
TG, mg/dL /T, mr/an 188 (81,654) 181(75,650) -3.4(-7.4;-0.6) 153(93;495) 150(91;492)  -1.6(-2.2;-0.6) <0.001

Data are presented as M+SD or Me (25%;75%)
*After 3 months; for compare changes in parameters
HDL-C - high density lipoprotein cholesterol, LDL-C - low density lipoprotein cholesterol, TC - total cholesterol, TG - triglyceride

[laHHble npercTasneHbi 8 Bune M£SD v Me (25%;75%)
A[1py CPaBHEHWY 13MeHeHiA NapameTpoB
XC MBI - xonectepyH MMONpOTEMA0B BbICOKO# nnoTHocTA, XC NITMHIT - XonecTepyH IMmonpoTengos HI3Koi ioTHocTi, OX — obLuwit xonectepuh, TT - TpurnLepus!
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Table 4. Comparison between baseline and 3 months follow up of echocardiography and liver enzymes
Tabnuua 4. CpaBHeHMe JaHHbIX 3XOKapanorpadumn 1 ypoBHS TpaHCaMMHAa3 UCXOAHO U Yepes 3 Mec HabnoaeHus

Parameter / Mapametp Group 1 / Tpynna 1 (n=50) Group 2 / Tpynna 2 (n=50) p value®
Admission  Follow up* Az, % Admission  Follow up* Az, %
McxopHo  Yepes 3 mec WUcxopHo Yepes 3 mec
EDV, ml / KZO, M 118.3£304  107.4£15.7 12224301 94425.2 -22.7 <0.001
ESV, ml / KCO, mn 49314 47.2£13.1 475£12  52.1%10.2 -24.6 <0.001
EF, % /©B, % 51.9£6.5 54£5.3 4.2 51+4.2 5743.6 9.6 <0.001
ALT, u/! / AITT, es/n 30(10;150)  40.5(23;161) 26.1 30(15;119) 35(20;130) 1.1 <0.001
AST, u/l / ACT, ea/n 40(14;319) 585 (25;330) 223 40(20;317) 48(23;300) 9.3 0.01

Data are presented as MSD or Me (25%;75%)
*After 3 months; 2median; “for compare changes in parameters

EDV - end diastolic volume, ESV - end systolic volume, EF - ejection fraction, ALT - alanine transaminase, AST - aspartate transaminase

[laHHble npencTasnexbi 8 Bune M£SD i Me (25%;75%)
2MeqviaHa; “npy cpaBHEHUY U3MEHEHWI NapaMeTpoB

KLLO - KoHeyHbIi Avactonuyeckuit 0bem, KCO - KoHeuHbIi cvicronieckmin obbem, OB — dpakuys Bbibpoca, AT - anaHyHOBas TpaHcamiHa3a, ACT - acnaparvHoBas TpaHcaMinHa3a

Safety

Rosuvastatin was statically safer as regard to liver
function test (alanine and aspartate aminotrans-
ferases) after 3 months follow-up (Table 4). There
were few adverse effects in the groups related to
gastrointestinal system (in the form of constipation
and dyspepsia), myalgia and re-hospitalization. All
adverse effects were mild in severity, well tolerated
and did not need alteration in treatment. None of
the patients in both the groups died or experienced
MI, or stroke.

Discussion

In this single center prospective randomized study,
we included 100 patients diagnosed with ACS ac-
cording to WHO criteria. Fifty patients were assigned
to atorvastatin 80 mg/daily and another fifty were
assigned to rosuvastatin 40 mg/daily. The mean age
of included patient was 54.6+9 years old. There is
no significant deference between the two groups in
terms of age, gender, risk factors, clinical presenta-
tion, and laboratory examinations at admission.

Several statins are available, differing in their phar-
macodynamics and pharmacokinetic properties as
absorption, bioavailability, plasma-protein binding,
excretion, and solubility profiles. So statins may be
classified into high, moderate, and low-intensity cat-
egories [16]. High-intensity statins are defined in the
international guidelines as those for which, on aver-
age, a daily dose reduces plasma LDL-C level by 50%
or more. According to this definition, rosuvastatin at
a dose of 20-40 mg/day and atorvastatin at a dose
of 40-80 mg/day considered as high-intensity statins
[17]. High-intensity statin therapy has cardiovascular
outcomes better than moderate-intensity therapy

besonacHoctb

Po3yBacTaThH ObIN CTAaTUCTUYECKM 3HaYMMO Be3onacHee B
OTHOLLEHWNM PYHKLMOHAMbHbIX NeveHo4HbIX Tectos (AT, ACT)
yepes 3 Mec HabnogeHus (Tabn. 4). B rpynnax 66110 3aduk-
CNPOBAHO HECKOJTbKO MOOOYHbIX 3(DHEKTOB, CBA3AHHbIX C Xe-
NYAOYHO-KMLLIEYHbIM TPaKTOM (B BUIE 3aNOpPOB 1 ANCIENCUM),
MWanNT1s 1N NOBTOPHAasa rocnutanmn3aums. Bce noboyHble -
beKkTbl ObIM NErkUMKM, XOPOLLIO NEPEeHOCUNCL 1 He NoTpe-
DoBanu M3MeHeHN B neveHnn. B obenx rpynnax He ObIno
3apUIKCMPOBaAHO Cly4aeB MHMAPKTa MMOKaPAa, MHCYNbTa U
CMepTU.

OGcyxaeHne

Halle ofHOLEeHTPOBOE NPOCNEKTUBHOE PAHOAOMM3NPOBAH-
Hoe uccnepoBaHue Bktodano 100 nauwmeHtos ¢ OKC, gmar-
HOCTVMPOBAHHbIM B COOTBETCTBUM C KpuTepuamm BO3. 50 na-
LUMEHTOB ObINMM  paHAOMM3MPOBaHbI B rpynny rnpuemMa
atopsactatHa 80 Mr/cyT 1 octanbHble 50 — B rpynny posy-
BactatiHa 40 mr/cyt. CpefHUI BO3PaCT BKIOYEHHbIX B UC-
cnefioBaHMe NauMeHToB coctasun 54,6+9 net. Mpynnbl 661K
COMOCTaBKMMbI MO BO3PACTY, MOy, (hakTopaM pucKa, KnHuye-
CKMM NPOSIBNEHNAM U NabopaTOpHbIM AaHHBIM MPK NOCTynM-
NEHUN B CTaLMOHaP.

B HacToALWwee BpeMsa OOCTYMHbI HECKOMbKO NPenapaToB 13
rpynnbl CTaTUHOB, pasnu4atoLlmecd no gapmakognHammye-
CKMM M (hapMaKOKMHETUHECKMM XapaKTepUCTMKaM, TakM Kak
BCacblBaHWe, OMOAOCTYMHOCTb, CBA3bIBaHWE C Oenkammu
nia3Mbl, 3KCKpeuus, Npoduiib pacTBOPUMOCTU. CTaTUHbBI MO-
ryT ObITb KNACCUPUUMPOBAHbI Ha MpenapaTbl C BbICOKOW, yMe-
PEHHOW U HM3KOW 3P PeKTMBHOCTbIO aenctBud [16]. B mex-
OYHApOAHbIX pekomMeHZauuax K npenapataMm C BbICOKOM
3(PPEKTUBHOCTBIO OTHOCAT CTaTUHbI, CYyTOYHAA A03a KOTOPbIX
CHU>KaEeT CbIBOPOTOYHbIV ypoBeHb JIMHI B cpeaHemM Ha 50%
1 6onee. B COOTBETCTBMM C 3TUM OMNpefeNneHnemM po3yBacTaTuH
B po3se 20-40 mr/cyt n atopsactatid B fose 40-80 mr/cyt
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in patients with stable coronary heart disease or
ACS[18].

Regarding the time of administration of statins,
all patients in this study assigned to statins adminis-
tration after 24 hours of admission. Many random-
ized control trials (RCTs) reported different timing
for administration. Thompson et al. [19] recom-
mended administration of pravastatin 20 or 40 mg
within 24 hours of admission. Cannon et al. [20]
started with pravastatin 40 mg/day or atorvastatin
80 mg/day after 10 days of admission. While
Schwartz et al. [1] show that high dose of atorvas-
tatin 80 mg/day within 24-96 hours after ACS oc-
currence reduced cardiovascular events during the
few first weeks from initial therapy.

After 1 month there was insignificant difference
between rosuvastatin and atorvastatin in the reduc-
tion of ESR, Hs-CRP or TLC. After 3 months rosuvas-
tatin showed statistically significant reduction in the
level of LDL-C, TG and significant increase in HDL-C
when compared to atorvastatin and at the same time
the rosuvastatin group showed significant improve-
ment in systolic function as regard to EDV, ESV and
EF and was safer regarding liver enzymes elevation.
Similarly, Khurana et al conducted a study to compare
between standard therapy plus atorvastatin (40
mg/day) and standard therapy plus rosuvastatin (20
mg/day) in patients with ACS. They reported that
rosuvastatin (20 mg/day) showed significant reduc-
tion in terms of LDL, TC, and CPR compared with
atorvastatin (40 mg/day). Moreover, they observed
that rosuvastatin (20 mg/day) was associated with
fewer incidences of the adverse events especially
those related to gastrointestinal system [21]. In terms
of HDL-C, Aydin and his colleague's conclusions
agreed with our results. They observed slightly de-
creasing in atorvastatin group while it increased in
the rosuvastatin group compared baseline (1.4+8.9
mg/dl vs 2.0£9.4 mg/dl, p=0.04) [22]. In studies
comparing statin with placebo, patients with statin
had a greater reduction of CRP than those receiving
placebo. The percentage reduction was from 13%
to 50% with various statins [ 18]. Majority of studies
have used higher doses of different statins and had
longer follow-up period considering the thought that
effect of statins on CRP develops over longer period
[23]. LUNAR study showed that rosuvastatin 40 mg
significantly decreased LDL-C, increased HDL-C, but
insignificantly improved other lipid parameters when
compared to atorvastatin 80 mg in patients with ACS,
also there was no significant difference as regard to
the level of CRP [24].

In contrast, Aydin et al. [22] reported insignificant
differences between the two groups in the terms of

pPaccMaTPUBAIOTCA Kak CTaTMHbI C BbICOKOW 3PdPEKTVNBHOCTLIO
[17]. JledyeHme cTaTMHaMM C BbICOKOW 3 EKTUBHOCTBIO MPO-
OEMOHCTPMPOBASIO NyYlUMe pesynbTaThl B OTHOLLEHUN cep-
[1e4HO-COCYANCTbIX MCXOO0B Y NALMEHTOB €O cTabunbHom UBC
mn OKC no cpaBHeHMIO C Tepanuen npenapatamMm C yMepeH-
HoW 3hpekTMBHOCTLIO [18].

Y710 KacaeTCa BpeMeHW HazHaYeH s CTaTUHOB, PasnnyHble
PaHOOMM3MPOBaHHbIE KOHTpONMpyeMble nccnenoBaHus (PKIA)
CooOLLaloT 0 Pa3HOM BPEMEHW Havana Tepanum craTmHamu. B
HalleM MUCCefoBaHUM CTaTUHbBI Ha3Havalnch Yepes 24 4
nocre nNocTynneHus B ctaupmorap. Thompson 1 coasT. [19] Ha-
3Ha4anu npasacratiH 20 vnu 40 Mr B Te4eHme nepsbix 24 4
rocnutanusaumm. Cannon 1 coasT. [20] HayMHanM neveHve
npasactatMHom 40 Mmr/cyt unn atopsactatiHoM 80 Mmr/cyT
depes 10 gHer Nocne NOCTyneHVs, B TO Bpems kak Schwartz
1 CoaBT. [ 1] NpPOAEMOHCTPMPOBANK, YTO Ha3HaYeHME BbICOKOM
[03bl aTopBactatiHa 80 Mr/cyT B TedeHne 24-96 4 nocsie pas-
BUTWS OKC CHUXaeT pUCK cepaeqHO-COCYANCTbIX COObITUI B
nepBble HECKOSbKO Hefenb OT Ha4vasa Tepanuu.

Yepe3 1 Mec HabnoaeHWs B HalleM UCCIIefoBaHNM ObIn
BbIIBMIEHbI HEDOMbLUME Pa3NUYMs MexXay rpynnamm posyBa-
CTaTMHa WM aTopBacTaTMHa B OTHOLLEHWU CHUXeHusa CO3,
ypoBHS B4-CPE mnnu konuyectsa nenkoumToB. Yepes 3 Mec
NleYeHNs PO3yBaCTaTVH NPOLEMOHCTPUPOBAN CTaTUCTUYECKU
3Ha4MMOoe CHxXeHve yposHen JIMHIT un TT 1 cywectBeHHoe
nosbllleHue ypoBHs J1MBIT no cpaBHeHWIO C aTOpBaCTaTVHOM.
B 10 >e Bpems B rpynne po3yBactaTiHa ObINO NPOAEMOHCTPU-
POBaHO 3HA4VIMOe yfyylUeHne CUCTONMYECKON (yHKUMK fe-
BOrO Xenyaoyka v Nyyiumn npocunb 6e30nacHOCTU B OTHO-
weHnn dyHkumm nedenn. Khurana v coaBT. npoBoaunn
noxoxkee NCCefoBaHMe, e CPaBHMBANM FPYNMbl MALMEHTOB
¢ OKC, nony4aBLUMX CTaHOapTHYIO Tepanuio+atopsactaTtnH 40
MT/CyT UN CTaHAAPTHYIO Tepanuio+po3ysactatiH 20 Mr/cyT.
Mo WX AaHHbIM po3yBacTaTiH (20 Mr/CyT) 3HAYMMO CHMXKAN
ypoBHu JIMHIM, obuiero xonecreprHa 1 CPB no cpaBHEHWIO C
atopBacTatMHoMm (40 Mmr/cyT). bonee Toro, nprem po3yBacTa-
TMHa (20 Mr/cyT) accoumMMpoBancs C MEHbLLNM KONMYECTBOM
NobOYHbIX 3PheKTOB, 0COBEHHO, CBA3aHHBIX C XKenygo4HO-
KMLLeYHbIM TpakToM [21]. B nccnenoBaHum nposefeHHOM
Aydin 1 coaBT. [22], TaK e KaK 1 B Hallel paboTe, ObIno npo-
OEeMOHCTPUPOBaHO Hebonblioe CHUxeHme ypoBHa JIMBIM B
rpynne OonbHbIX, MOMYYaBLINX aTOPBACTATUH, W NOBbILLEHME
€ro B rpynne po3yBacTaTMHa MO CPAaBHEHMIO C YPOBHEM 3TOMO
nokasatens Ao Hadvana tepanuu (1,4+8,9 mr/on npotvs
2,0+9,4 mr/on; p=0,04). B nccnenoBaHnsx, CPaBHNBABLUMX
CTaTWH C Nnauebo, ObINo NokasaHo, 4To yposeHb CPB cHUKancs
B OonblUen CTeneHu y NauMeHTOB, NOMy4aBLUMX CTAaTUH, MO
CPaBHEHMIO C TeMW, KTO Mnofyyan nnauedo. CHUXeHVe 3Toro
noka3satens Bapbuposasno ot 13 1o 50% npw npreme pasnmy-
HbIX CTaTMHOB [18]. B GONbLUNHCTBE UCCNEO0BaHNIA NCMOMb-
30BanMCb BbICOKME [03bl CTaTUHOB, W Nepuofbl HabnoaeHVs
ObINV NPOAOCIKNTENBHBIMU, TaK KaK CHUTAETCS, YTO BMSHME
CTaTUHOB Ha ypoBeHb CPb pa3BrBaeTca B Te4eHye 4JIUTENbHOMo
BpemeHn [23]. B nccnenosaHunm LUNAR 6b110 npoaeMoHcTpu-
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LDL-C, TC and CRP. This variation in results may be
because of the difference in the statins administration
doses; they use atorvastatin (80 mg/day) and rosu-
vastatin (20 mg/day). Also, they included just STEMI
patients and neglect the other types of ACS.

There were few adverse effects in the groups re-
lated to gastrointestinal system (in the form of con-
stipation and dyspepsia), myalgia and rehospitaliza-
tion. All adverse effects were mild in severity, well
tolerated and did not need alteration in treatment.
None of the patients in both the groups died or ex-
perienced Ml or stroke.

JUPITER trial is a placebo control trial compared
between placebo and rosuvastatin 20 mg/day. They
reported significant reduction in the group of rosu-
vastatin in the incidence of nonfatal Ml (hazard ratio
[HR] 0.35, 95% confidence interval (95%Cl) 0.22-
0.58; p<0.00001), arterial revascularization (HR
0.54, 95%Cl 0.41-0.72, p<0.0001), nonfatal
stroke (HR 0.52, 95%Cl 0.33-0.80, p=0.003), and
all-cause mortality (HR 0.80, 95%Cl 0.67-0.97,
p=0.02) comparing with placebo [25].

In LUNAR study, serious adverse events occurred
in 14.1% of patients treated with atorvastatin 80
mg/day versus 8.7 % of those treated with rosuvas-
tatin 40 mg/day and discontinuation of the treat-
ment was 9.3 % in atorvastatin versus 3.7% in rosu-
vastatin [24].

Our study shows some limitations; we cannot
perform a multicenter study with large sample size
due to the cost effectiveness of the investigations
and drug administration. We did not investigate the
other parameters of lipid profile and adverse events
related to onset of diabetes mellitus. Nevertheless,
all of these limitations do not affect the evidence re-
ported in this study.

Conclusions

Our findings demonstrated that rosuvastatin 40
mg/day is safer and more effective than the ator-
vastatin 80 mg/day in terms of lipid parameters and
inflammatory biomarkers.

Disclosures. All authors have not disclosed po-
tential conflicts of interest regarding the content of
this paper.

POBaHo, 4TO 40 MI po3yBacTaTMHa 3HA4YMMO CHYXXANM YPOBEHb
JIMHM, nosbiwanu JIMNBIM v He3Ha4YMMO yny4dLanm gpyrme no-
KasaTtenu nIUnUAHOro nNpoduia no cpasHeHnio ¢ 80 Mr atop-
BacTaTVHa y naumeHToB ¢ OKC, yposeHb CPE npw 3tom craTu-
CTUYECKM 3Ha4YMMO He pa3nudancd [24].

Aydin ¢ coaBT. [22], HaNpPOTWB, BbIABUIMN HE3HAYNTESTbHbIE
pasnuymMsa Mexay ABYMS FpynnamMy B OTHOLUEHUW YPOBHEN
JINHM, obuiero xonecrepuHa n CPE. Takne pas3nuyns B pe-
3ynbTaTax MoryT ObITb 00YCNOBMEHbI pa3HULEN B 033X CTaTUHOB
— WCMNONb30BaNNCh atopBacTaTMH 80 Mr/cyT 1 po3yBacTaTuH
20 mr/cyt. KpomMe TOro, B 3TO MCCNefoBaHMe BKIO4annChL
TOMbKO NauUMeHTbl C MH(APKTOM MMOKapaa C MOABEMOM Cer-
MeHTa ST 1 nrHopmposanmnce apyrue tmnbl OKC.

B HalweMm nccnenoBaHuM B 0beux rpynnax Obino 3aduk-
CMPOBAHO HEOONbLLOE KOMMYECTBO MNODOYHbIX S deEKTOB, CBS-
3aHHbIX C XeNyA04HO-KULIEYHbIM TPakToM (B BUE 3anopoB
N OUCNEencUn), MUANTUs U NOBTOPHas rocnutanm3aums. Bee
nobo4YHble 3P heKTbl DbV NErKMMK, XOPOLO NEPEHOCUITNCH
1 He NnoTpeboBany N3IMEHEHU B neveHnn. B obeunx rpynnax
He Oblno 3aMKCMPOBaHO ClyYaeB MHMAaPKTa MUOKapaa, UH-
CyJIbTa U CMEpPTU.

B nnauebo-koHTponupyemoM uccnenosaHuu JUPITER
CpaBHMBancs posyeactatvH 20 Mr/cyT ¢ nnauebo. B rpynne
pO3yBacTaThHa MO CPaBHEHWIO C NnaLebo ObiNo NPoAeMOH-
CTPYPOBAHO CTaTUCTUYECKM 3HAYNMOE CHUKEHWE YaCTOTbl He-
haTanbHoro nHhapkta Mmnokapaa (oTHolleHne prckos [OP]
0,35; 95% poBepuTenbHbIV MHTEpBan [95% [11] 0,22-0,58;
p<0,00001), peackynspusaumm (OP 0,54; 95% O 0,41-
0,72; p<0,0001], HedaTtanbHoro nHcynsra (OP 0,52; 95%
1 0,33-0,80; p=0,003) 1 cMepTHOCTM OT BCEX NpudnH (OP
0,80;95% 1 0,67-0,97; p=0,02) [25].

B mnccnegoBaHnm LUNAR cepbesHble Mobo4Hble 3hdeKTbl
Habnofanucb y 14,1% naumeHToB, NOMNyYaBLUMX aTOPBACTATUH
80 Mr/cyt no cpasHeHwio ¢ 8,7% B rpynne po3yBacTaTvHa
40 Mr/cyT; NpepblBaHVe Tepanun MMeno Mecto B 9,3% d1yyaes B
rpynne atopBactatiiHa 1 B 3,7 % — B rpynne po3ysacratiHa [24].

Y Hallero MccnefoBaHNs eCTb pag OrpaHUYeHnI: Mbl He
“IMeeM BO3MOXHOCTW MPOBECTN MHOMOLLEHTPOBOE MCCIeo-
BaHWe C 60NbLIMM 0ObEMOM BbIDOPKU, Y4UTbIBAS SKOHOMM-
4eckyto 3PdPeKTUBHOCTb MCCEA0BAHWM; Mbl HE MCCI1e0BaNu
Apyrve napameTpbl MUNUAHOro npoduns 1 NobodHble -
bekTbl, CBA3aHHbIE C Pa3BUTUEM CaxapHOro Aunabeta. Tem He
MeHee, BCe 3TW OrpaHnYeHUs He MOBAMANW Ha pe3ybraThbl,
npencTaBneHHble B JaHHOW paborTe.

3aknoyeHue

Pe3ynbraThl HaLero nccnefoBaHMs NPOAEMOHCTPUPOBANK,
4TO po3yBacTaTiH 40 Mr/cyT Oonee Ge3onaceH U 3dekTrBEH,
4yeM aTopBacTtatiH 80 Mr/CyT B OTHOLUEHMM NoKasaTeneun -
NMOHOMO NPOUNA 1N MapkepoB BOCMANEHNS.

KoHp KT nHTepecoB. Bce aBTOpbI 3as8BNSOT 06 OTCyT-
CTBUW MOTEHUMANBHOTO KOH(NVKTa NHTEPECOB, TpebytoLLlero
PaCKpbITUA B JAHHOW CTaTbe.
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Ceenerus 06 aBTopax:

Mocracpa LLavima Axmen — [JOLIeHT, kKagenpa Kapamonoriu,
MenuUMHCKnI akyneter beHxa, YHuBepcuteT berHxa
Anbpabar Xanua — kagenpa Kapanonorym, MeauumHCKn
pakyneter beHxa, YHuBepcuteT berHxa

Maxpeyc Moxamen — kagenpa kapamonorviv, MeauLmMHCK
pakynetet beHxa, YHuBepcuteT berHxa

Kamanb MapBa — kacenpa kapamonorviv, MeauLmHCKm
akynbrer beHxa, YHuBepcuTer beHxa
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