ume was 76,6+5,4 mm, LVM- left ventricle mass was
251,4+£19,9 g, LVEF- Left ventricle ejection fraction
was 56,4+3,8%, CO- Cardiac output was 88,4+5,8
ml. Inpatient period results shows that both group
observed a little differentiation. After 6 month results
consisted of in main group: EDD-LV- End diastolic di-
ameter left ventricle was 50,4+3,8 mm, ESD-LV- End
systolic diameter left ventricle was 37,2+2,2 mm, EDV-
LV- End diastolic volume left ventricle was 146,4+6,4
ml, ESV End systolic volume was 66,1+3,1 mm, LVM-
left ventricle mass was 246,6+16,4 g, LVEF- Left ven-
tricle ejection fraction was 61,4+4,2%, CO- Cardiac
output was 100,2+5,7 ml. In control group results in-
patient period: EDD-LV- End diastolic diameter left
ventricle was 58,4151 mm, ESD-LV- End systolic dia-

meter left ventricle was 46,4+4,1 mm, EDV-LV- End
diastolic volume left ventricle was 167,2+8,5 ml, ESV
End systolic volume was 79,4+5,9 mm, LVM- left ven-
tricle mass was 262,4+231 g, LVEF- Left ventricle
ejection fraction was 54,2+3,7 %, CO- Cardiac output
was 89,4+5,6 ml.

Conclusion. Results shows that teaching rehabili-
tation school is effective inpatient stage in patients’
myocardial infarction with pathological Q wave to re-
duce cardiac remodeling. Especially adherence to
medical and nonmedical therapy is important to im-
prove life expectancy. Therefore teaching rehabili-
tation school is significant for patients who survived
acute myocardial infarction inpatient and outpatient
periods.

EFFECT OF HIGH DOSES OF ATORVASTATIN IN ACUTE MYOCARDIAL INFARCTION

UBAYDULLAEV SH.A.

Republican scientific center of emergency medicine, Tashkent. Uzbekistan

The aim of the study was to investigate the effect
of early administration of high doses of atorvastatin in
acute myocardial infarction (AMI) on the dynamics of
markers of systemic inflammation.

Material and methods. The study included 164
patients with AMI at the age of 37-76 years (mean age
55.8+0.6 years). The 1st group included 82 patients
who received atorvastatin 20 mg, the 2nd group
included 82 patients who received atorvastatin at a
dose of 80 mg per day assigned in the first 24 hours
from the onset of the disease, regardless of lipid blood
spectrum. Evaluation of the effect on the severity of
systemic inflammation was carried out on the basis
of studying the dynamics of changes in markers of
systemic inflammation (leukocytosis, erythrocyte
sedimentation rate (ESR), C-reactive protein (CRP)) on
the 1st and 10th day of treatment.

Results. In the 2nd group there was a significant
decrease in the number of peripheral blood leukocytes
on the 10th day of AMI, in contrast to the 1st group
(p<0,05). CRP in the first group decreased from
30+0,7 mg/dL to 10+0,7 mg/dL, in the second group
from 26+0,7 mg/dL to 9,8+0,7 mg/dL. (p<0,05). On
the 10th day of the disease, ESR in the first group
increased significantly in comparison with the second
group (from 9,08+0,8 to 19,0+0,8 and 9,9+0,8 to
16+0,8 mm/hour, respectively) (p<0,05).

Conclusions. the use of high doses of atorvastatin
in AMI has an anti-inflammatory effect, as evidenced
by a decrease in the level of CRP and a decrease in
the number of leukocytes in peripheral blood during
therapy.

OLEHKA B3AUMOCBS3U NOKA3ATENENA TPOMBEONMPO®UNA C NCUXOIMOLIMOHATbHbLIM
CTATYCOM BOJIbHbIX MLUEMWUYECKOW BONE3HbIO CEPOLA

ABLJYMAJINKOBA @.5., HYPUJIJIAEBA H.M.

TawkeHmckasi MeQuuuHckas akademusi, 2. TawkeHm. Y36ekucmaH

Lenb uccnepgoBaHuA. OUEHUTb KOPPENALUOH-
HYIO CBSAA3b MeXay TPOMOOreHHbIM NOTEeHLManoM Kpo-
B U NCUXONNYHOCTHLIMU XapakTepUCTUKamMm nawlmeH-
TOB C nwemunveckon 6onesHbto cepaua (MBC).

MaTtepuan n metoabl. O6cnegoBaHbl 84 nauunex-
Ta ¢ guarHosom UBC, cteHokapans HanpsxeHus (CH)
OK [I-Ill Ha doHe apTepuanbHon runeptoHun (Al) |-
Il cTenenn, obenx nNonos, BO3pacT KOTOPbLIX B Cpen-

6

Hem cocTaBun 60,9+6,53 net. OnpegeneHne ypoBHS
NCMX03MOLMOHANbHOrO cTtaTyca NpoBOAWUNIOCHL C MNO-
MOLLbIO TOCMUTANbHOM LUKanbl TpPeBOrM W pgenpec-
cun — HADS. [ns onpegeneHus Tuna numyHoctn [
ncnonb3oBanca onpocHuk DS-14, coctoawmi u3
OBYyX cyOwkan: HeraTuBHasa Bo30yaumocTb (negative
affectivity-NA) n counanbHoe mHrnbuposanHue (social
inhibition -Sl).





