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TI'he comorbidity of type 2 diabetes (DM2) and essential hypertension (EH) is a particularly serious problem, due to earlier development of target organ damage and
subsequent cardiovascular catastrophes. Hyperinsulinemia and insulin resistance (IR) are one of the factors which determines the frequency of cardiovascular
complications in patients with DM2. According to many authors, endothelial dysfunction (ED) is the link between IR and cardiovascular diseases.

The aim of this study: to establish unfavorable genetic polymorphisms on the It was proved that 1n 96 patients with 3-4 crossed unfavorable genetic polymorphisms

development of comorbidity of DM2 and EH in Ukramnian population and to the severity of these disorders was greater than in 71 patients with 1-2 crossed
evaluate the effectiveness of a-lipoic acid (a-LLA) appointment in complex therapy unfavorable genotypes (Table 2).

in patients with 3-4 crossed unfavorable genetic polymorphisms. lable 2
Material and methods. We examined 167 patients with DM2 moderate, Values of indicators depending on crossed unfavorable genetic polymorphisms
subcompensated and EH stage II, grade 2. 1-2 crossed unfavorable genetic 3-4 crossed unfavorable genetic
Methods: echocardiographic evaluation of mitral diastolic blood flow and tissue " polymorphisms polymorphisms

Doppler spectral modes, reactive hyperemia, color Doppler mapping, biochemical SAP 163,122
blood analysis, enzyme immunoassay, spectrophotometric. Prol2Ala polymorphism DAP

of peroxisome proliferator-activated receptors-y, (PPARy,) A1166C polymorphism EDVD
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of angiotensin II type I receptor (AGTR1) gene, Gly972Arg polymorphism of

. EDVWD
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insulin receptor substrate-1 (IRS-1) gene, rs7903146 polymorphism of transcription 36,4£0,
factor 7 hike 2 (TCF7L2) gene were assessed by molecular genetic method.
Were 1dentified following genotypes of PPARY, (Pro/Pro, Pro/Ala and Ala/Ala), 0,112 + 0-’091
AGTRI gene (A/A, A/C and C/C), IRS-1 gene (Arg/Arg, Gly/Arg and Gly/Gly). P
TCF7L2 gene (C/C, C/T and T/T). 222 0.04 241005

A 4,93 +0,04 5,24 0,03*
IRt eteisennstcn. | , 1Ny
The primary examination of 167 patients with DM2 in combination with EH 6.93 + 0.04 718 £ 0.02*
showed that A/C and C/C genotypes of AGTRI1, Pro/Pro genotype of PPARY,, 6.96 £ 0.04 709% 002"
Arg/Arg and Gly/Arg genotypes of IRS-1, T/T and C/T genotypes of TCF7L2 are _
characterized by more severe hemodynamic and metabolic disorders, cardiovascular 727 +0.13
remodeling, thus, these genotypes can be regarded as unfavorable genotypes that 6.71 £ 0.05 6.59 + 0.04
are associated with the development of comorbidity (Table 1).
Table | Note: * —statistically significant differences between groups.

Hemodynamic and metabolic disorders in patients depending on genetic ‘ ‘ _ ‘
Among 96 patients with 3-4 crossed unfavorable genetic polymorphisms 2 groups

polymorphism were distinguished: 47 patients received standard therapy and 49 patients additionally
- received a-LA (600 mg/day) for 3 months. It was established that the appointment of

a-LA contributed to a more pronounced effect on ED that confirmed a greater degree

A Gly/Gly c/c | CIT+TIT of endothellum-dependent vasodilation and higher levels of antioxidant system

parameters (diene conjugates and malondialdehyde) in the inhibition of oxidative
indicators stress (superoxide dismutase and catalase) (p<0,001). Furthermore the
additional appointment of a-LA mmpacted more to the functioning of adipose tissue,
which showed a more pronounced decrease in leptin (p<0,001) and increase 1n
adiponectin (p<0,01), compared to basic therapy (Figure).
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value of the indicator, SAP — systolic artenial pressure, DAP — diastolic arterial pressure, DC — before fie before e et e restmen etere e restmen
diene conjugates, MDA — malondialdehyde, SOD — superoxide dismutase, EDVD — endothelium- treatment treatment wandard fiempy wandard fhermpy T o R
dependent vasodilatation, LDL cholesterol — low-density lipoprotein cholesterol, HDL cholesterol standard therapy e = leptin adiponectin
— high-density lipoprotein cholesterol, HbAlc — glycosylated hemoglobin, HOMA-IR — HOMA Note: * —statistically significant differences of shift indicators between standard therapy and standard
index of isulin resistance. therapy + a-LA.

Conclusions

1. A/C and C/C genotypes of AGTRI1, Pro/Pro genotype of PPARY,, Arg/Arg and Gly/Arg genotypes of IRS-1, T/T and C/T genotypes of TCF7L2 are
associated with the development of comorbidity of DM2 and EH.
2. The additional a-LA appomtment to standard therapy impacted more to the severity of ED and adypokines balance than basic therapy.
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