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ABSTRACT. The aim of the investigation was to study simultaneous treatment effectiveness of dyslipidemia,
diabetes mellitus type II and arterial hypertension in elderly patients with CHD.

We studied 82 patients (mean age from 65-91, male/female 54/28) with dyslipoproteinemia, diabetes mellitus
type 2 and arterial hypertension 11 (JNC VII), mean indices of T-C, HDL-C, LDL-C and TG were: 275.28+29.1 mg/
dl, 30.09+3.1mg/dl, 190.25+21.8mg/dl and 298.1£19.05mg/dl respectively, glycated hemoglobin varied from 6.5%
to 7.0% and the levels of creatinine varied from 120 to 150 pmol/l. Patients were randomly assigned and divided
into two groups: The first group patients received hypolipidemic drugs (atorvastatin 20mg), hypotensive drugs (ACE
inhibitors, Ca-antagonists, diuretics) and metmorphine, diabeton during 8 weeks. And the second group patients
received only hypotensive drugs and antidiabetic drugs.

In the first group target levels of lipid profile, glucose concentration and arterial pressure were reached in
64%, 68% and 71% respectively. As for the second group, lipid profile did not change in 86%, and target levels
of arterial pressure and glucose concentrations were reached in 51% and 54%, respectively.

Therefore, every patient with type 2 diabetes, must be treated with the above mentioned scheme in the early
period of the disease, in order to reach target levels of lipid profile and our treatment will be furthered not only
against dyslipidemia, but against the risk factors of type 2 diabetes and arterial hypertension, because these diseases
create a vicious circle and aggravate each other and simultaneous treatment of the above-mentioned pathologies
facilitates their management and provides better prognosis. Thus, our effort must be directed toward achievement of
appropriate target levels, which may be reached after composite treatment. Complex treatment should be regarded
as a guaranty, for the target levels may be reached via very low doses of medicines which predicts the safety of long-
term treatment, improvement of life quality and stabilization of already reached results. € 2070 Bull. Georg. Natl.
Acad. Sci.
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Morbidity and mortality in diabetes mellitus are
caused mainly by its vascular complications: micro- and
macroangiopathy. Diabeticretinopathy and nephropathy
are the hallmarks of microangiopathy, with blindness and
renal failure as their ultimate consequences. Microangio-
pathy of the vasa nervorum is important in the pathoge-

nesis of diabetic neuropathy. Macroangiopathy in diabe-
tes consists mainly of an accelerated form of atheroscle-
rosis. This affects all clinically important sites (i.e., the
coronary. the carotid and the peripheral arteries), thus
increasing the risk of myocardial infarction, stroke,
intermittent claudication and ischaemic gangrene. Both
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in insulin-dependent (IDDM) and in non-insulin-
dependent diabetes (NIDDM), the presence of
nephropathy. even in its early stages (so-called
‘microalbuminuria’), identifies a group of patients at very
high risk of developing severe complications (i.e.,
proliferative retinopathy, renal insufficiency, and
cardiovascular disease) [1,2]. On the other hand. about
50% of IDDM patients never develop diabetic
nephropathy—i.e., they appear ‘protected’ [2]. In other
words, the risk of vascular disease is not distributed
equally among diabetic patients: subgroups exist with a
relatively normal versus a very high risk of cardiovascular
disease.

Adequate management of arterial hypertension in
elderly patients, carried out according to the recom-
mendations of the European Society of Cardiology (2007)
significantly reduces the risk of cardio-vascular diseases
(CVD) and their complications, mainly CVD mortality in
these patients. This population belongs to a high risk
group for development of CVD and their complications.
Heart failure is registered in 15% of these patients while
it is observed only in 3% general population. In patients
over the age of 80. arterial hypertension is found in about
80% of cases [3]: though the management of arterial
hypertension in these patients is not a main problem.
Elevated blood pressure is associated with heart failure,
blood vessel rigidity and endothelial dysfunctions that
are aggravated by dyslipidemia and diabetes mellitus.
They are the main risk factors that affect life expectancy.
It should be mentioned here that recommendations
suggested by international and national societies do not
describe precisely which drugs and their combinations
should be used in the elderly to prevent and manage
the above mentioned pathologies and their compli-
cations.

In relation to these problems, special attention
should be paid to a double-blind, randomized. placebo-
controlled trial “CORONA” that showed that the use of
statins in patients with heart failure, independent of their
age, does not significantly affect the early or late
prognoses of the condition {3]. Though results of the
trial provide evidence-based data that administration of
statins is effective and safe in elderly patients with CAD.
Besides atherosclerotic changes in blood vessels of the
heart, neck and head. around 25% of elderly patients
have identical changes of various degrees in arteries of
lower extremities and abdominal aorta. In patients with
type 2 diabetes mellitus microalbuminuria is observed in
1/3 of cases 5-7 years post diagnosis [1], and 75% of
patients have retinopathy when diabetes duration is 10
years [2-5]. The above mentioned local changes in blood
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vessel could be assumed as microangiopathy. Besides,
it is stated that adipose tissue located in the lower part
of a man’s body indicates directly to decreased insulin
reactivity [6, 7]. It is known that three main risk factors
for the development of metabolic syndrome are impaired
glucose tolerance, reduced HDL-cholesterol levels and
arterial hypertension. It is also known that the use of
thyazolidinedions. ACE-inhibitors and ARB reduce the
rise of development of type 2 diabetes mellitus and
specific angiopathies almost by 50% [3, 8, 9).

Microangiopathy of blood vessels feeding nervous
cells and tissue plays an important role in the patho-
genesis of diabetic neuropathies. Diabetic macroangio-
pathy is a clinical representation of aggressive athe-
rosclerosis that damages coronary vessels. carotids and
peripheral arteries and elevates the risk of heart attack.,
stroke, intermittent claudication and ischemic gangrene
[8, 9]. The authors present information that 4.4% of
patients who died of CVD had type 2 diabetes mellitus.
Literary data show that diabetes mellitus is a causative
factor for development of CVD. mainly ischemic
cardiomyopathy, in 27% of cases and of chronic heart
failure — in 50% of cases. Data published in literature
indicate that diabetes mellitus is revealed in 10% of adult
population (determination of glutamatedecarboxilase
antibodies level in blood).

The authors came to a conclusion that diabetes
mellitus (its both types) aggravates the clinical course
of CVD. significantly reduces life expectancy and quality
of life and comprises one of the triggering mechanisms
of the acthiopathogenesis of the vicious circle of the
pathogenesis [10,11].

The aim of our study was to assess the efficiency
of the multifactorial treatment of dyslipidemia, arterial
hypertension and diabetes mellitus in patients with
coronary heart disease (CHD).

The inserted criteria were: no heart attack in
anamnesis during the past 3 years; blood creatinine
levels < 150 umole/l; HDAC< 7; arterial hypertension IT
(SNC VII) and dyslipidemia.

In total. 82 patients were enrolled in the study (m/f;
54/28). age range 65-91 years. Lipid profile indices HBA l¢
and creatinine levels are given in Table 1.

The patients were randomly allocated to 2 groups
(Gr). The Gr.1 patients were treated with hypolipidemic.
antihypertensive and glucose lowering drugs; while Gr.2
patients were receiving only antihypertensive and
glucose lowering preparations. Daily calorie intake in
both groups was almost identical. Observation period
comprised 8 weeks: no cases of discharge due to
intolerance to any drug or side effects were registered.
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Table 1
Lipid profile indices HBA
T-Chol 275.28+29.1
LDL-Chol 30.09£3.1
HDL-Chol 190.25+21.8
TG 298.1£19.05
LA. 9.1+0.79
HBAlc From 6.5% to7%
Creatinine 120-150 pmol1 o
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Fig. 1. Dynamic of lipid profile (mg/dl) in Gr.I
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Figs. 1 and 2 show dynamic changes in the parame-
ters given above pre and 8 weeks post treatment initiation.
The figures show that in Gr.1 target levels of lipid
profile were achieved in 64% of patients: of peripheral
blood glucose — in 68% of cases, and arterial blood

pressure — in 71% of patients. While in Gr.2 in 86% ol

cases indices of the lipid profile did not change and
target levels of‘arterial blood pressure and blood glucose
were achieved in 51% and 54%, respectively.

Based on the results achieved it may be recom-
mended that all patients with dyslipidemia. diabetes
mellitus, arterial hypertension and CHD in anamnesis,
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Fig. 3. Gr.l versus Gr.2 according to the achievement of
target levels

should be treated not only based on the “priority” ¢linical
svmptoms, that were revealed. as it does not permit o
achieve desirable resuit. All these pathologies comprise
parts of a vicious circle that aggravates pathologic
processes taking place in the organism. Our intervention
should be aimed at achieving target levels of all
parameters: this could be done only if multifactorial
approach is used. In this case target levels could be
achieved with lTower doses of drugs administered: this
may increase drug salety and permit to use agents [or a
longer time. This, in turn. will improve the quality of life
of patients and provide more stable results.
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