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THE USE OF STRESS TESTS IN CARDIOLOGY
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This article describes the use of stress tests in cardiology, such as veloergometry, tredmil test,
spiroergometry, stress echocardiography for diagnosis of cardiac disease and exercise tolerance. Ad-
vantages and disadvantages of stress tests, indications and contraindications for their usage could
be found in the article. Technics of this tests and diagnostical standarts of myocardial ischemia are

described.
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The article considers the drug treatment of the patients with arterial hypertension (AH) and
coronary artery disease (CAD). Arterial hypertension is one of the main modifying risk factors
of stroke, cardiovascular failure and CAD. Arterial hypertension and CAD are generally co-
morbid conditions having common pathogenic mechanisms. The great social impact of these
diseases and their complications predetermine the search for new ways of improving treatment
of patients with above mentioned combined pathology. Numerous clinical studies confirmed the
advisability of dihydropiridine calcium channel blockers (CCB) as an effective therapy of hy-
pertension associated with CAD. For example of CCB, in particular amlodipine, the efficiency
CCB in hypertensive patients at high cardiovascular risk is demonstrated. Amlodipine is effective
as both antihypertensive and antianginal agent with antiatherosclerotic and cardioprotective
properties. Besides amlodipine has a high level of safety which explains its active use in clinical
practice, in particular, for treating patients with hypertension associated with CAD.
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Arterial hypertension (AH) and coronary artery disease (CAD) are commonly
comorbid conditions. The analysis of 9 prospective trials [13] showed a relative CAD
growth depending on the increase of diastolic blood pressure (DBP). According to the
REACH Registry [3] the high blood pressure (BP) in patients with CAD is more
frequent than disorders of lipid metabolism. The necessity to reduce the high BP is
based on the sufficient proof base and doesn’t give rise to a doubt. Meta-analysis [11]
of 61 prospective, observational studies (one million adults, 12.7 million person-years)
showed that even a small decrease in BP can produce a significant reduction in car-
diovascular mortality — a 2 mmHg reduction in SBP has been shown to be associated
with a 7 % reduction in death from CAD and a 10 % reduction in death from stroke;
the risk of cardiovascular mortality doubles with each elevation of BP by 20/10 mm
Hg. However, despite the benefit of optimal BP control in patients with hypertension
[14], BP is still badly monitored in the society [27]. This may explain the fact of CAD
being the leading cause of mortality and disability in developed countries and accord-
ing to the prognosis by 2020 it will generally contribute to mortality indicators in the
developing countries [19]. The aim of treatment patients with AH and CAD is to
reduce high BP, ischemia and prevent CV events. The article considers the drug treat-
ment of the patients with AH and CAD.
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In the Guidelines of the European Society of Cardiology (ESC) (2013) the SBP
target for CAD patients is recommended to be below 140 mm Hg was indirectly ap-
proved in the unscheduled evaluation of the data from the INternational VErapamil
SR-Trandolapril Study (INVEST) [verapamil SR plus trandolapril] (all patients had
CAD) [15]. It has been proved that the proportion of visits with BP control was as-
sociated with mean follow-up systolic BP, both being independently related to pri-
mary outcome [16]. As for the drugs to prescribe to the patients with AH there is
evidence on more benefits of B-adrenergic blocking agents (B-blockers) after recent
myocardial infarction (MI) [10]. In this case, angiotensin-converting enzyme (ACE)
inhibitors were successfully used [21]. In the future any antihypertensive drugs (from
the main classes of antihypertensive medicines) can be used [10]. But B-blockers and
calcium channel blockers (CCBs), also called calcium antagonists, should be preferred,
at least at available signs of angina pectoris [15].

Arterial hypertension. At present CCBs are one of the main classes of medicine
for AH treatment. In European Society of Hypertension (ESH) and of the European
Society of Cardiology (ESC) Guidelines for the management of arterial hypertension,
CCBs are recommended for AH patients with specific conditions, such as asymptom-
atic atherosclerosis presence, left ventricle hypertrophy, angina pectoris, peripheral
arterial disease, isolated systolic hypertension, metabolic syndrome, pregnancy, belong-
ing to the black race [15].

Desirable antihypertensive effect of amlodipine was proved during the first years
of its clinical use. Its notable hypotensive effect in relation to SBP and DBP is dem-
onstrated. Long half-life of amlodipine provides more continuous BP control over
24 hours with a single daily dose [2]. Treatment with amlodipine lowers BP in a dose-
dependent manner. In prospective randomized controlled studies — ALLHAT and
VALUE, amlodipine did seem to be equally effective in reducing BP as the ACE in-
hibitors, antagonists AT1-angiotensive receptors, diuretics and B-blockers.

Besides, there are a number of advantages of CCBs at AH, foremost it is their
ability to slow down of target organs lesion. It is proved that CCBs have a more ef-
ficacious in retarding progression of atherosclerosis and left ventricle hypertrophy
(LVH) than B-blockers [5, 28]. In the multicenter, randomized, placebo-controlled
study TOMHS (Treatment of Mild Hypertension Study) [12], involving 902 patients
with stage I hypertension, the comparison of antihypertensive effectiveness and tol-
erance of monotherapy of amlodipine, chlortalidone, acebutolol, enalapril and dox-
azosine was carried out. Diuretic chlortalidone as add on therapy was used if there
was no adequate BP control. In patients who already had taken diuretic was given
inhibitor ACE enalapril. The therapeutic effectiveness was estimated not only by BP
lowering, but also by the dynamics of left ventricular mass and the metabolic profile.
Once daily amlodipine 5-10 mg provided the BP-lowering effect in 82.5 % patients
and led to a reduction in LVH by 11.5 %, ceding only to ACE inhibitor. Moreover,
amlodipine therapy was associated with favorable metabolic effects (reducing the
concentration of uric acid, total cholesterol, low-density lipoprotein cholesterol, trig-
lycerides, serum creatinine concentration). LIVH regression by CCBs, apparently is a
result of its direct modulating effect on the calcium-dependent processes in myocar-
dium fiber. In three large studies the similar regression of LVH during treatment with
ACE inhibitors (lisinopril, enalapril and fosinopril) and CCBs (amlodipine, nifedipine)
was recorded.

Coronary heart disease. Dihydropyridine CCBs are effective antianginal agents.
This medicine group, through their direct vasodilatation and beneficial effects on
coronary blood flow and coronary vascular resistance, increases oxygen supply. By
virtue of CCBs ability to decrease afterload and peripheral resistance, cardiac workload
is decreased and therefore myocardial oxygen demand is decreased. Controlled clinical
studies have confirmed antianginal effects of amlodipine. Thus, treatment with amlo-
dipine decreased the weekly number of anginal attacks and the weekly number of
nitroglycerin tablets consumed, the frequency and duration of myocardial ischemia on
Holter monitoring and increased the tolerance of physical activity.
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In the Circadian Anti-Ischemia Program in Europe (CAPE) trial [4] the angina
frequency, nitroglycerin use, and the circadian pattern of myocardial ischemia in 48-h
ambulatory ECG monitoring in patients with chronic stable angina (n = 250) were
assessed. Compared with placebo, amlodipine significantly reduced both the frequency
of ST segment depression episodes (60 % for amlodipine versus [vs.] 44 % for placebo;
P = 0.025) and total integrated ST ischemic area (62 % mm-min vs. 50 % mm-min;
P = 0.042). Amlodipine reduced ischemia over the 24 h with the intrinsic circadian
pattern maintained. In addition, diary data showed a significant reduction in angina
(70 % for amlodipine vs. 44 % for placebo; P = 0.0001) and in nitroglycerin consump-
tion (67 % vs. 22 %, respectively; P = 0.0006). Amlodipine and placebo demonstrated
similar safety profiles (adverse events 17.3 % for amlodipine and 13.3 % for placebo;
discontinuation rates due to adverse events were 2 % vs. 4.4 %, respectively).

First, in the Prospective Randomized Evaluation of the Vascular Effects of Norvasc
Trial (PREVENT) [20] 825 patients with angiographically documented CAD (30 %
or less diameter stenosis) were randomized to amlodipine (5—10 mg daily) or placebo
for 36 months. The primary outcome was the change in diameter of coronary segments
with stenosis, and a secondary measure was the effect on carotid atherosclerosis mea-
sured by ultrasonography. Other study parameters include the total mortality and
cardiovascular morbidity. Significant influence of amlodipine on regression of carotid
atherosclerosis, by measuring the effect of intima-media thickness with ultrasound was
shown.

Without differences in the change in coronary diameter, patients treated with
amlodipine reduced the progression of carotid atherosclerosis, as measured by the
change in the intima-media thickness, compared with those treated with placebo. In
contrast, amlodipine had a significant effect on the progression of carotid atheroscle-
rosis: the placebo participants had a 0.033-mm increase in IMT during 3-years of
follow-up, and the amlodipine participants had a 0.013 mm decrease (P = 0.007). When
stratified according to carotid segment, the estimated 3-year changes in the common
carotid were —0.046-mm regression for amlodipine vs. + 0.011 mm progression for
placebo (95 % confidence interval [CI] on difference — 0.09 to — 0.024 mm). The
mechanism of amlodipine in slowing the progression of intima media thickness may
be related to its antiatherogenic effect, as well as to its effect on cellular growth and
hyperplasia of the arterial wall.

There was no treatment difference in the rates of all-cause mortality or major
cardiovascular events, although amlodipine use was associated with fewer cases of
unstable angina (60 vs. 85, hazard ratio [HR] 0.67 [0.48 to 0.93]) and coronary revas-
cularization (53 vs. 86, HR 0.57 [0.41 to 0.81]) regardless of the use of B-blocker,
nitrates, or lipid-lowering therapy. An improvement in coronary vasomotor tone could
be due to a direct effect on vascular smooth muscle or endothelial function [20]. Thus,
the reduction in hospitalization for angina pectoris and the need for coronary revas-
cularization may have important implications for current practice.

The similar results were obtained in the Coronary AngioPlasty Amlodipine RESt-
enosis Study (CAPARES) [6] investigated the effect of amlodipine vs. placebo on
minimal luminal diameter detected by quantitative coronary angiography in patients
with stable angina pectoris undergoing percutaneous coronary angioplasty (PTCA).
In a prospective, double-blind design, 635 patients were randomized to 10 mg of am-
lodipine or placebo two weeks before PTCA and were followed for four months after
PTCA. The trial showed that treatment with amplodpine did not affect minimal lumen
diameter assessed by quantitative coronary angiography (—0.30 mm * 0.45 mm vs.
—0.29 mm * 0.49 mm; P = 0.84) after a four-month period. However, the study showed
that the incidence of repeat PTCA was significantly lower in patients treated with
amlodipine vs. the placebo group (3.1 % vs. 7.3 %; P = 0.02, relative risk ratio [RR]:
0.45, 95 % CI: 0.22 to 0.91). The incidence of angina was significantly lower in the
amlodipine group compared with the placebo group both early (2 weeks) and late
(20 weeks) after PTCA (P = 0.04 and 0.03). Exercise-induced ischemia was reduced
by 40 % (P = 0.009) early and 34% (P = 0.02) late after PTCA in the amlodipine
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group, and ischemia on ambulatory electrocardiography was reduced by 18 % early
and 28 % late after PTCA compared with placebo (P = 0.06 and P = 0.009) [7].

The greatest interest in terms of antiatherogenic properties is the Comparison of
Amlodipine vs Enalapril to Limit Occurrences of Thrombosis (CAMELOT) trial [18],
compared treatment with either amlodipine or enalapril to placebo in patients with
known angiographic coronary disease > 20 % and DBP < 100 mm Hg. Mean baseline
BP was 129/78 mm Hg. The primary end point was a composite of cardiovascular
death, nonfatal MI, resuscitated cardiac arrest, coronary revascularization, hospitaliza-
tion for angina or congestive heart failure (HF), fatal or nonfatal stroke, transient
ischemic attack, and new diagnosis of peripheral arterial disease. A total of 1991 pa-
tients with CAD with or without treatment, were randomized to receive either amlo-
dipine 10 mg daily (n = 663), enalapril 20 mg daily (n = 673), or placebo (n = 655)
for 24 months. A substudy of 274 patients measured atherosclerosis progression by
intravascular ultrasound (IVUS). The IVUS end point was change in percent ather-
oma volume. The incidence of the composite end point was 23.1 % in the placebo group
compared to 16.6 % in the amlodipine-treated group and 20.2 % in the enalapril-
treated group. Only the amlodipine-treated group had a statistically significant reduc-
tion in risk (HR 0.69, 95 % CI: 0.54 to 0.88; P = 0.003). The enalapril-treated arm
had a HR 0.85 (95% CI: 0.67 to 1.07; P = 0.16). Primary end point comparison for
enalapril vs amlodipine was not significant (HR 0.81, 95 % CI: 0.63 to 1.04; P = 0.1).
While the BP reduction was similar with both treatment arms (4.8/2.5 mm Hg with
amlodipine and 4.9/2.4 mm Hg with enalapril), the once daily dosing of both drugs
raises the possibility that BP lowering may not have been as stable with enalapril
(half-life of ~11 h) compared to amlodipine (half-life of ~50 h) [1].

The IVUS substudy showed a trend toward less progression of atherosclerosis in
the amlodipine group vs. placebo (P = 0.12), with significantly less progression in the
subgroup with SBP greater than the mean (P = 0.02). Paired analyses comparing change
from baseline in each of the treatment groups showed progression for placebo (P = 0.001),
a trend toward progression for enalapril (P = 0.08), and absence of progression for am-
lodipine (P = 0.31). Using linear regression analysis, adjusting for baseline blood pres-
sures, the correlation between blood pressure reduction and progression rate was r = 0.19,
P = 0.07 in the amlodipine group. In the enalapril and placebo groups, there was no
statistically significant correlation between BP reduction and progression rate.

Thus, administration of amlodipine to patients with CAD and normal BP resulted
in reduced adverse cardiovascular events. Directionally similar, but smaller and non-
significant, treatment effects were observed with enalapril. Moreover, in the IVUS
substudy the authors found evidence of slowing of atherosclerosis progression in am-
lodipine-treated patients [18, 23].

The comparative assessment of valsartan therapy to amlodipine therapy was car-
ried out in the Valsartan Antihypertensive Long-Term Use Evaluation (VALUE)
trial [24] included 15.245 hypertensive patients at high coronary risk, who were ran-
domised to antihypertensive treatment based on either valsartan or amlodipine, with
the addition of hydrochlorothiazide and open antihypertensive therapy when required.
The primary outcome was cardiac morbidity and mortality.

Blood pressure was reduced by both treatments, but the effects of the amlodipine-
based regimen were more pronounced, especially in the early period (BP 4.0/2.1 mm
Hg lower in amlodipine than valsartan group after 1 month; 1.5/1.3 mm Hg after
1 year; P < 0.001). After a mean follow-up of 4.2 years, the trial failed to show the
main outcome of cardiac disease did not differ between the treatment groups (HR 1.04,
95 % CI: 0.94 to 1.15; P = 0-49). But amlodipine was superior to valsartan in the
prevention of MI (19 %; P = 0.02) and stroke (15 %; P = 0.08) [21]. On the other
hand, valsartan had more benefits in preventing HF. Heart failure in the valsartan
group was lower both in the period on monotherapy (during 3.2 years) and subsequent
therapy (HR 0.63; P = 0.004 and 0.78; P = 0.045, respectively). Longer duration of
monotherapy amplified between-group differences in HF [8]. Thus, the findings em-
phasise the importance of prompt blood-pressure control for the prevention of cardio-
vascular disease (CVD), at least in hypertensive patients at high cardiovascular risk,
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and this was achieved earlier and more effectively by amlodipine treatment. Another
important aspect of the VALUE results was the effectiveness of the combination of
amlodipine and thiazide diuretic.

The Antihypertensive and Lipid-Lowering Treatment to Prevent Heart Attack
Trial (ALLHAT) [22], included 33.357 patients aged 55 years or older with hyperten-
sion and at least 1 other CAD risk factor, who were randomised to receive antihyper-
tensive treatment based on chlorthalidone, amlodipine, lisinopril or doxazosin, although
the latter group was halted prematurely. The primary outcome was combined fatal
CAD or nonfatal myocardial infarction. Secondary outcomes were all-cause mortality,
stroke, combined CAD (primary outcome, coronary revascularization, or angina with
hospitalization), and combined CVD (combined CAD, stroke, treated angina without
hospitalization, HF, and peripheral arterial disease). After six years of follow-up, the
primary outcome occurred in 11.3 % of amlodipine group, 11.4 % of lisinopril group
and 11.5 % of chlorthalidone group (RR of amlodipine vs. chlorthalidone 0.98, 95 %
CI: 0.9 to 1.07). SBP was significantly higher in the amlodipine (0.8 mm Hg; P = 0.03)
and lisinopril (2 mm Hg; P = 0.001) groups compared to the chlorthalidone-treated
patients and DBP was significantly lower with amlodipine (0.8 mm Hg; P < 0.001).
For amlodipine vs chlorthalidone, secondary outcomes were similar except for a high-
er 6-year rate of HF with amlodipine (10.2 % vs. 7.7 %; RR 1.38; 95 % CI: 1.25 to
1.52). Treatment with lisinopril was associated with an increased rate of stroke (6.3 %
vs. 5.6 %; RR 1.15; 95 % CI: 1.02 to 1.3). The rate of combined CVD and HF was also
higher with lisinopril [25]. Thus, the results of ALLHAT indicate that for patients
who cannot take a diuretic (which should be an unusual circumstance), first-step
therapy with CCBs and ACE inhibitors could be considered with due regard for their
higher risk of 1 or more major manifestations of CVD [25].

Data clinical studies suggest that the reflex increase in sympathetic nervous activ-
ity accompanying a reduction in BP may contribute to the untoward effects of dihy-
dropyridine CCBs [2]. Plasma norepinephrine concentrations, as the most widely
reported marker of sympathetic nervous system activity, showed greater increases in
patients treated with amlodipine than with nifedipine GITS. The evidence indicates
that both these once-daily dihydropyridine CCBs lower BP effectively with minimal
effects on heart rate. There are small differences between the drugs in the extent to
which each activates the sympathetic nervous system with an overall non-significant
trend in favour of nifedipine GITS [26].

The ESC guidelines on the management of stable CAD [17] recommend B-blockers
or heart-rate lowering CCBs, including dihydropyridine CCBs as the first line anti-
anginal therapy in stable CAD patients without contraindications. Long-acting CCBs
can be used to control anginal symptoms in patients with stable coronary artery disease
(class I, level A). In the ESC guidelines for the management of acute coronary syn-
dromes in patients presenting without persistent ST-segment elevation the dihydro-
pyridine CCBs are recommended for patients with signs of angina pectoris in adding
to nitrates (class I, level A), patients with vasospastic angina pectoris (class I, level C),
as well as angina pectoris when B-blockers are not effective or contraindicated for some
reasons (class I, level B) [9].

Thus, clinical data confirm that amlodipine holds the position of the main medicine
for long-term treatment of patients with AH and CAD. The results of the clinical tri-
als prove that long durations of hypotensive action. The findings of the clinical stud-
ies confirm that long-term hypotensive effect of amlodipine provides an effective BP
monitoring. Amlodipine is associated with benefits for all major cardiovascular end-
points as well as total mortality, indicating its benefit in high-risk cardiac patients.
Antianginal and protective properties of amlodipine on myocardium determine its
favorable effects on prognosis, the frequent hospitalizations and survival of patients
with CAD. The beneficial effects of amlodipine on arterial thickening of the carotid
artery, progression of atherosclerosis, left ventricular myocardial mass and on the pre-
vention of ischemic events suggest that amlodipine may be recommended for the man-
agement of all patients with CAD. Pharmacological therapy with amlodipine is safe
and well tolerated in patients with stable CAD and AH.
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IMMPYUMEHEHWE AMJIOJAUTINHA B IEUEHUU APTEPUAJIBHOM TUITEPTEH3UU
Y BOJIbHBIX NTITEMUYECKO BOJIE3HBIO CEPIIA

H. . Knasvrosa, H. B. Kysvmunosa, H. FO. Ocosckas, B. A. Ionosauéea (XapbKoB)

B craTbhe paccMaTpuBaIOTCsI aKTyaJsibHble BOIPOCHI JieueHus: aprepuaibioil runeprensuu (Al)
y 6oibHBIX uieMuydeckoii 6osesunio cepaia (MUBC). AT sBisiercst 0fHUM 13 OCHOBHBIX MOAM(UIIU-
pyeMbIX (haKTOPOB PUCKA Pa3BUTHS MHCYJIBTA, cepaeunoit HepoctatouHoctu, UBC. AT u MBC uvacro
SIBJISTIOTCST KOMOPOUIHBIMU COCTOSIHUSAMK € OOIMMU [ATOTEHETHYeCKUMU Mexanusmamu. OrpoMHoe
COIMATbHOE 3HAYEHUE ITUX 3a00IE€BAHNN U MX OCJIOKHEHUH SIBJISIETCS] OCHOBAHUEM [IJIsI TIONCKA Iy~
Teii nosbimenns 3¢hGEKTUBHOCTH JledeHus: GOJIbHBIX ¢ 9TON coyeTaHHOM maTosorueil. Ha ocHoBaHuu
JIaHHBIX MHOTOYMCJIEHHBIX KJIMHUYECKUX MCCJIEOBAHUN TTOKa3aHa 11eJecO00PasHOCTh TPUMEHEHISI
JAUTUPOIMPUINHOBBIX 0J10KaTOpOB KasubiiueBbix kananos (BKK) B kauectse ahdekruBHoil Tepanuu
AT y 6omnbubix UBC. Ha npumepe npumenenus BKK, B yacTHocTH amyiogunuHa, mokasatna agdex-
TUBHOCTb J@HHOU IPYIIIbI [IPEIapaToB s JedeHus: 60JbHbIX ¢ AT U BBICOKUM PUCKOM CEPAEYHO-
COCYIMCTBIX OCTOKHEHUN. AMIOANTIMH 06JIa/aeT BBIPAKEHHBIM AaHTUTHIIEPTEH3MBHBIM U AHTHAHTH-
HAJIbHBIM JIEHCTBUEM, TIPOSIBJISIET aHTHATEPOCKIEPOTHYECKIE CBOIICTBA, 06JIa/aeT MPOTEKTUBHBIMU
CBOICTBAMU B OTHOIIIEHUN MUOKAP/a, YTO 00YCIOBJINBAET €r0 AKTUBHOE UCII0JIb30BaHUE B KIMHUYE-
CKOU mpakTuke, B yacTHocTH 1ist tederust ALy Goabubix UBC.

KiroueBble ciioBa: aprepuajibHas TUIEPTEH3Us, UIleMudeckas 60Je3Hb ceplla, JedeHne, aM-
JIOJTUIINH.

3ACTOCYBAHHA AMJIOJIUIITHY B JIKYBAHHI APTEPIAJIBHOT TITEPTEH 31T
Y XBOPIX HA INEMIYHY XBOPOBY CEPIIA

I I. Kusasvkosa, H. B. Kysvminosa, H. IO. Ocoscvka, B. O. lonosauosa (XapkiB)

Y crarTi po3rIsaoThCS AKTyaIbHI TUTAHHS JIIKyBaHHs apTepianbhoi rineprensii (Al y xBopux
Ha imemiuny xBopo0by cepust (IXC). AprepiaibHa Tineprensis € HalBaKIMBIIIMM YNHHUKOM PO3BU-
TKY iHCYyJIBTY, ceprieBoi HegoctatnocTi, IXC, mo moaudikyersest. AT ta IXC wacto € KoMOpO6iAHIMN
CTaHaMU, 110 MAIOTh 3arajIbHONATOTEHETHUYHI MexaHiaMu. Besnvesne comiajbHe 3HAYCHHS 1IUX 3a-
XBOPIOBAHb i 1X YCKJIQ{HEHD € TiICTABOIO JJIs MOTIYKY ILISAXiB HiABUIIEHHS e(eKTUBHOCTI JIIKyBaHHS
XBOPHUX 3 II€I0 MOEAHAHOIO Tatosorieo. Ha migcTaBi JaHUX YMCHEHHUX KJIITHIYHUX TOCJI/IKEHb
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[OKa3aHa JOLIJIbHICTh 3acTocyBaHHs Osokatopis Kaibiiesux kanatis (BKK) moxigaux aurigpormi-
puaunny sk edexrusny Tepaniio xpopux 3 AI'y noeananni 3 IXC. Ha npuxinazi sactocyBanns BKK,
30KpeMa aMJIOINTIiHY, TOKa3aHa eeKTUBHICTD Ii€l TPYIH MpenapaTiB g JikyBaHHg xBopux 3 Al i
BUCOKHUM PU3NKOM CepIeBO-CY/IMHHUX yCKIa[HEeHb. AMJIOUIIIH Ma€ aHTUAHTIHAIBHUI Ta aHTUTIiIEp-
TEH3UBHUHN e€(hEKTH, POIBJIAE aHTUATEPOCKIEPOTUYHI Ta KapAiONPOTEKTUBHI BJACTUBOCTI, 1110 00Y-
MOBJIIO€ FIOTO aKTUBHE BUKOPHUCTAHHS B KJIIHIYHIN 1pakTHIli, 30KkpeMa /st JikyBanHg Al y XBopux
Ha [XC.

Kiouosi ciioBa: aprepianbHa rineprensis, inemMiuda XBopoba ceplis, JiKyBaHHs, aMJIOMIIIH.

YK 616-001.36616.381 Hapiitmaa 10.06.2014
B. O. KPUJIIOK, B. I. IBAHOB (Kwuis)

MHOKA3HUK ABJIOMIHAJIBHOTO ITEP®Y3IITHOIO TUCKY
SIK IPEJUKTOP IMOJIOPTAHOI IUCOYHKIIT
B IIPOTHO3YBAHHI JIETAJIbBHOCTI 3A IIIKAJIOIO MODS

I3 «Ykpaiucbkuil HAyKOBO-TIPAKTUYHUIN TIEHTP €KCTPEHOT MeINYHOI JI0MTOMOTHT
ta MeauiHn Katactpop MO3 Ykpainu» <v.krylyuk@urc.org.ua>

3 memoro yodockonarenns MKY6aIvHo-0lazHOCIMUMHUX 3000016 HA 20CNIMALLHOMY emani npo-
sedeno bazamopaxmopnuil anaiis xKiiniko-iabopamopnux oanux y 119 nocmpaxcoarux 3
mpasmoio opzamnié uepesuoi NoPoICHUHU NPU NOJIMPABMI HA OCHOBI PO3PAXYHKIB 3d WKANO0I0
MODS. Busnaueno nokasnux ab60ominaivnozo nep@ysitinozo mucky sx npeouxmop Qymxui-
OHANLHUX YCKIAOHEHD 6 nepedizy MpasmMamuunozo npoyecy ma enposadHcero 3 Mooudikayi-
€10 wxanu MODS 0ns npoziosysanis mepminy 1emarvrocmi. 3a 6USHAYEN0I0 HAMU eKcne-
pumenmanonoio wxaroio MODS (N) siomivacmvcsa Cuivhuii KOperayiunuii 36’ 130K 3
NOKASHUKOM JNCKO-0HsL 8 NPOZHO3YBANHT MePMiny JIKYBAHNS AK 6 2pYNi NOCMPANCOANUX, K]
odyacanu (r,= 0,89), max i nomepaux nocmpasxcoanux (r,= —0,69).

KmouoBi ciioBa: TpaBmMa opraiiB uepeBHOI NOPOKHWHM, BHYTPIIITHbOUEPEBHU T1epdy3iitHmit
THUCK, IIPOTHO3YBaHHSI.

Beryn. JlikyBaHHS MOCTpakAATUX 3 TTOEAHAHOIO TPAaBMOIO OPTaHiB YePeBHOI TO-
POKHUHU € BaXKJIMBOI MPoOJIeMOI0 cydacHol meauinuu. He3Baxkatoun Ha Te, 110 Y
CTPYKTYpi TpaBMaTH3My TOEIHAHY TpaBMy crioctepiraioth y 8—30 % Bumajakis, Ha ii
yacTKy npunagae no 70 % jgetanbHuX HACHAKIB [2, 5]. 3HauHy yBary B MPOBITHUX
KJIIHIKaX CBITY MPUALILIOTH IPOrHO3YBaHHIO Hepebiry TpasmaTiuynoro mpoiecy (TII)
Y TIOCTPaXKAAINX 3 TIOEJHAHOIO TPABMOIO OPTaHiB Y€PEBHOT TOPOKHUHU. 3 I[I€I0 METOIO
3aCTOCOBYIOTh CTAaHAAPTU30BaHI CUCTEMU OI[IHKU Ta IIPOTHO3YBAHHS TEPMiHY JeTallb-
HOCTI, [0 TTOBUHHO CTAHOBUTHU 3arajJbHOBU3HAUEH] eTall JiKyBaJIbHO-AiaTrHOCTUIHOTO
npoitecy [3].

Y 3HauHOI KiJIBKOCTI MOCTPAKAAIUX OJJHUM 13 3arPO3JIMBUX YCKJIAJIHEHD, 1[0 PO3-
BUBAETHCA BXKe HAa PaHHIX eTamax, € CHHAPOM moJiopranuoi HegoctatHocTi (CITIOH).
Ha rocnitasbHOMY eTari 3acTOCOBYIOTh 3HAYHY KIJIBKICTD AIaTHOCTUYHUX MIKAJ, SKi
n03BoJIAI0TE npornodyBaTtu po3Butok CIIOH [1, 4]. Oxniero 3 Hux € ¢yHKIioHaTbHA
mrkaza MODS [6]. Tlopsna 3 nepeBaramu ii HeJIOJTIKOM € Te, 1[0 BOHA BU3HAYAE TiIBKHU
IMOBIPHY TOCJIITOBHICTD JIETAJIBHOTO HACHIIKY 3aJI€5KHO Bijl iHTEPBAJIBHOTO TTOKA3HUKA,
SIKUII BUMIPIOIOTD Y BiJICOTKaX.

Merta gociisKeHHsT — BUSHAYNTHU [[iaTHOCTUYHY I[iIHHICTh MOKa3HUKA BHYTPIIlIHbO-
yepeBHOI Mepdy3ii B MPOrHO3yBaHHI PU3UKY JIETATBLHOIO HACIKY Y MOCTPAKIAINX 3
TPaBMOIO OpPraHiB YepPeBHOI TOPOKHUHMU.

Marepiauu i Mmetomu. [IpoananizoBano pesysbratu JikyBanus 119 mocrpakaaanx
3 TPaBMOIO OpPTaHiB YepeBHOI MOPOKHUHU TPU moJiTpaBmi. Bei mocrpaskmani OyJiu
MPOOTIePOBaHi Ta 3HAXOAWJNCH Ha JIKyBaHHI y Biamiizenni moaitTpasmu 3 2010 mo
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