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The issue of finding ways to optimize the treatment of patients with stable coronary artery disease in combination with
non-alcoholic fatty liver disease is very relevant today. The aim of this study was to evaluate the effectiveness of drug therapy for
coronary artery disease in combination with non-alcoholic fatty liver disease using trimetazidine, taking into account the effect on
components of the low-intensity systemic inflammatory response, as well as the progression of fibrosis and steatosis. The study
involved patients with combined pathology who, depending on the treatment they received, were divided into two groups. All
patients underwent anamnestic, clinical, anthropometric, instrumental (abdominal ultrasound), and laboratory tests (complete
blood count with leukocyte indices, determination of levels of high-sensitivity C-reactive protein, matrix metalloproteinase-6,
galectin-3, and monocyte chemotactic protein-1). Patients in the second group received trimetazidine for one month. The use of
trimetazidine improved exercise tolerance, slowed the progression of fibrosis and steatosis, reduced body mass index, and reduced
the intensity of the systemic inflammatory response.
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OCOBJIMBOCTI BIIIUBY TPUMETA3UJIUHY HA IOKA3HUKHU 3AITAJIEHHSA
TA ®IBPO3Y B XBOPUX HA CTABLJIBHY IIEMIYHY XBOPOBY CEPIISI
MPU CYIIYTHIN HEAJKOT' OJIBHIN )KUPOBIN XBOPOBI IIEYIHKHA

[TutaHHs MOUIYKY IUIAXIB ONTHMI3ALl JIIKyBaHHS NALIEHTIB i3 CTa0IIBHOIO IIIEMiYHOI0 XBOPOOOIO Ceplis y MOETHAHHI
3 HEAJIKOTOJILHOIO JKMPOBOIO XBOPOOOIO TEUiHKH € Ha ChOTOJHIIIHII IeHb TyXke akTyalbHUM. MeToro naHoi poboTH Oyria oriHka
e(heKTHBHOCTI MEAMKaMEHTO3HOI Tepaltii imeMiqHOI XBOpOOH cepIld y OETHAHHI 3 HEAIKOTOIBHOIO )KHPOBOIO XBOPOOOIO MEUIHKH
3 BHUKOPHCTAHHSM TPUMETA3UIMHY, 3 YypaxyBaHHAM BIUIMBy Ha KOMIIOHEHTH CHCTEMHOI 3amajbHOI BiANOBiAI HHM3BKOT
IHTEHCHUBHOCTI, IIPOrpecyBaHHsI nporeciB (idpo3y Ta creato3y. Y JOCHIiIKEHHI B3sUIM y4acTh IALIEHTH 3 ITO€IHAHOIO MTATONOTIEI,
sIK1, 3aJIeKHO BiJl OTPIMAHOTO JIIKYBaHHA, Oy/Ir PO3MOALUICH] Ha Bl TpymH. YCiM MaliieHTaM MPOBOAWIA aHAMHECTHYHI, KITiHIYHI,
AQHTPOIOMETPHYHI, IHCTPYMEHTAIbHI (TPEAMII-TECT, yIbTPa3ByKOBE AOCIIHKSHHS OpPraHiB YepeBHOT HOPOKHHHH) Ta JTabopaTopHi
JOCHIDKeHHs (3arajibHUi aHaii3 KpoBi 3 OOYMCIICHHSM JICHKOLMTApHHUX 1HIEKCIB, BU3HAUCHHs PIBHIB BHCOKOYyTIHBOro C-
PEaKTUBHOTO OiKa, MaTPUKCHOI METAIONPOTEiHA3U-6, TaleKTUHY-3, MOHOLIUTAPHOTO XEMOTAKCHYHOTO mpoTeiny-1). Ilamientn
nepiIoi rpyny OTPUMYBAJIM CTaHIAPTU30BaHE JiKyBaHHs. [TarieHTH Apyroi rpyny OTpUMyBaJI TPUMETAa3UAUH TIPOTIIOM OJHOTO
Micsr. 3aCTOCYBaHHSI TPUMETA3UIWHY CIIPHSUIO MOKPAICHHIO TOJEPAHTHOCTI A0 (DI3MYHOTO0 HABAHTA)KCHHS, CIIOBITEHEHHIO
mporeciB ¢pidpo3y Ta cTeatosy, MEHIIECHHIO 1HAECKCY MacH Tijla Ta 3HIKCHHIO IHTEHCHBHOCTI CHCTEMHOI 3alajibHOI BiITOBII.

KurouoBi cioBa: crabinbHa imemiyHa XBopoOa cepiisl, HEalKorojibHa XXMPOBa XBOp0Oa MEUiHKU, TPUMETA3UAUH,
3ananeHHs, $piopo3 MeUiHKY.

This study is part of the research project “Structural and functional changes of internal organs in chronic non-
communicable diseases: possibilities of pharmacological correction,” state registration No. 0121U108893.

Comorbidity is a significant concern in internal medicine, particularly when coexisting conditions
have a considerable impact on patients’ quality of life and life expectancy. Non-alcoholic fatty liver disease
(NAFLD) is the most common chronic liver condition and is recognized as an important risk factor for the
development of coronary artery disease (CAD) and cerebrovascular disorders. NAFLD is associated with
subclinical cardiovascular alterations that may precede major cardiovascular events [4]. Liver imaging,
elastography, and biochemical tests are employed to detect hepatic steatosis, particularly in relation to left
ventricular function [2, 11].

Studies have demonstrated a strong association between hepatic steatosis and left ventricular
abnormalities, as well as an increased risk of arterial hypertension [1]. Low-grade systemic inflammation,
a hallmark of NAFLD, contributes to the development of atherosclerosis and its complications, such as
CAD and hypertension. Chronic inflammation accompanying NAFLD is also linked to the progression of
liver fibrosis—an essential stage in the development of hepatic failure [7].

Stable coronary artery disease (SCAD), driven by the progression of atherosclerosis in the coronary
arteries, is commonly comorbid with NAFLD. In these patients, chronic systemic inflammation may lead
to structural and functional changes in the left ventricle, further increasing the risk of cardiovascular
complications. Low-grade systemic inflammation characteristic of NAFLD acts as a catalyst in the
development of atherosclerosis, hypertension, type 2 diabetes mellitus, and other chronic diseases [5]. In
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this context, inflammatory biomarkers such as high-sensitivity C-reactive protein (hs-CRP), matrix
metalloproteinase-9 (MMP-9), galectin-3, and monocyte chemoattractant protein-1 (MCP-1) may serve as
indicators of inflammatory activity and organ dysfunction.

NAFLD is accompanied by so-called "metabolic inflammation," which can cause cellular
dysfunction and pathological tissue remodeling throughout the body [7]. This process affects not only the
liver but also other organs, including the heart, promoting structural changes in the left ventricle in patients
with SCAD, especially when NAFLD is present as a comorbid condition.

Trimetazidine, an antianginal agent, exerts certain effects on the cardiovascular system and is used
for the symptomatic treatment of stable CAD. However, its efficacy extends beyond cardiovascular
conditions; in recent years, it has demonstrated antifibrotic properties that may be beneficial in managing
NAFLD. Additionally, trimetazidine improves lipogenesis and reduces oxidative stress—mechanisms
potentially relevant for NAFLD patients—though this aspect requires further investigation [13].

The purpose of the study was to evaluate the effectiveness of pharmacological therapy for stable
coronary artery disease combined with non-alcoholic fatty liver disease , with a focus on the impact of
trimetazidine on components of low-grade systemic inflammatory response, as well as the progression of
fibrosis and steatosis.

Materials and methods. This was a single-center, prospective study conducted from January 2022
to May 2024, in accordance with the principles of the Declaration of Helsinki and approved by the Ethics
Committee of Ivano-Frankivsk National Medical University (IFNMU). A total of 63 patients with stable
CAD (exertional angina, NYHA class II-III) and confirmed NAFLD were enrolled and divided into two
groups: Group 1 (n=30) received standard guideline-recommended therapy (SGT), while Group 2 (n=33)
received SGT in combination with trimetazidine at a dose of 35 mg (2 tablets twice daily) for one month.
All patients were evaluated at three time points: baseline (inclusion visit), after 3 months, and after 6
months. Patient recruitment took place at the Therapy Department of the City Clinical Hospital No. 1 of
the Ivano-Frankivsk City Council. Liver ultrasound with assessment of steatosis using controlled
attenuation parameter (CAP) and fibrosis via the METAVIR scale was performed on a TOSHIBA APLIO
500 system (Toshiba, Japan). Biochemical and immunoassay analyses were carried out using the HTI
BioChem FC-120 analyzer (HTI, USA).

Inclusion criteria were: confirmed diagnosis of stable CAD (exertional angina, NYHA class II-
III), verified NAFLD, age >18 years, and signed informed consent.

Exclusion criteria included: uncontrolled comorbidities, established liver cirrhosis or other severe
liver disorders not related to NAFLD, and known allergies or intolerance to the study medications.

All participants underwent a general clinical examination, including measurement of
anthropometric parameters (notably body mass index, BMI). The degree of liver involvement was
characterized using the METAVIR fibrosis score and calculation of the FIB-4 and NAFLD Fibrosis Score
(NFS). The complete blood count with leukocyte differentiation was used to calculate systemic
inflammation indices: NLR (neutrophil-to-lymphocyte ratio), LMR (lymphocyte-to-monocyte ratio), PLR
(platelet-to-lymphocyte ratio), and SII (systemic immune-inflammation index) = (neutrophils X platelets) /
lymphocytes. Inflammatory and fibrotic biomarkers analyzed included serum concentrations of high-
sensitivity C-reactive protein (hs-CRP), matrix metalloproteinase-9 (MMP-9), galectin-3, and monocyte
chemoattractant protein-1 (MCP-1), measured by ELISA using the HTI ImmunoChem-2100 analyzer
(HTI, USA).

Statistical analysis was conducted using Python 3.11 with the pandas, SciPy.stats, and NumPy
libraries. Normality of distribution was tested using the Shapiro-Wilk test. Due to non-normal distribution
the Mann—Whitney U test was used for comparing quantitative variables, and the chi-square test for
categorical variables. Differences were considered statistically significant at p<0.05.

Results of the study and their discussion. At the stage of comparing baseline clinical and
demographic characteristics between groups, no statistically significant differences were observed (Table
1). The median age of patients receiving SGT was 56.50 years (50.25; 60.75), while in the SGT + TMZ
group it was 54.00 years (49.00; 58.00) (p = 0.335). The duration of disease was also comparable between
groups: 7.45 years (5.75; 8.88) in Group 1 versus 7.10 years (6.00; 8.50) in Group 2 (p = 0.665).

In terms of gender distribution, men predominated in the SGT group (66.7 %) compared to
60.6 % in the SGT + TMZ group (p > 0.05); however, this difference was not statistically significant.
The proportion of women was 33.3 % and 39.4 %, respectively. A similar lack of significant differences
was noted in the analysis of CAD subtype (stable CAD vs. post-infarction cardiosclerosis), the time
elapsed after stenting, and the distribution of coronary artery involvement (LAD, Cx, RCA, or
multivessel disease).
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The body mass index (BMI) in both groups indicated the presence of overweight or obesity: 29.66
kg/m? (27.48;33.67) in the SGT group and 31.91 kg/m? (28.36; 35.53) in the SGT + TMZ group (p = 0.28),
with no statistically significant difference.

Table 1
Clinical and demographic characteristics of patients with stable coronary artery disease
combined with non-alcoholic fatty liver disease
Parameter SGT (n=30) SGT + TMZ (n=33) p-value
Age, years 56.50 (50.25; 60.75) 54.00 (49.00; 58.00) 0.335
Disease duration, years 7.45 (5.75; 8.88) 7.10 (6.00; 8.50) 0.665
Sex — Male 20 (66.7 %) 20 (60.6 %) >0,05
— Female 10 (33.3 %) 13 (39.4 %)
Type of CAD — Stable CAD 15 (50.0 %) 20 (60.6 %) >0.05
" 15600% 13694%
Time since stenting — <1 year 13 (86.7 %) 10 (76.9 %) >0.05
—1-3 years 2(13.3 %) 3(23.1%)
LAD 9 (60.0 %) 6 (46.2 %) >0.05
Cx 1 (6.7 %) 1(7.7 %)
Affected artery
RCA 2 (13.3 %) 3(23.1 %)
— Multivessel disease 3 (20.0 %) 3(23.1 %)
Body mass index, kg/m? 29.66 (27.48; 3367) 31.91 (28.36; 35.53) 0.28

The dynamics of systemic inflammation indices (NLR, LMR, SII, PLR) in both groups are
presented in Table 2.

The most notable therapeutic effect was observed for the NLR. Baseline NLR levels were 2.73
(2.64; 2.85) in the SGT group compared to 2.79 (2.64; 2.90) in the SGT + TMZ group (p = 0.57). After 3
months, the NLR was significantly lower in the SGT + TMZ group: 2.50 (2.35; 2.55) versus 2.67 (2.50;
2.87) in the SGT group (p = 0.002). The relative reduction in NLR from baseline was more pronounced in
the combination therapy group (—10.34 %) compared to a slight increase in the control group (+2.78 %). A
similar trend was observed at 6 months, with the NLR remaining significantly lower in the SGT + TMZ
group: 2.39 (2.30; 2.59) versus 2.55 (2.46; 2.72) in the SGT group (p = 0.006), corresponding to a—13.16 %
reduction versus —6.73 %, respectively.

At baseline, LMR values were comparable: 2.79 (2.39; 3.62) in the SGT group versus 3.21 (2.33;
3.80) in the SGT + TMZ group (p = 0.312). Although there was a trend toward increasing LMR at each
follow-up visit in the SGT + TMZ group, the differences between groups at 3 months (p = 0.054) and 6
months (p = 0.085) did not reach statistical significance. Nevertheless, both groups demonstrated a positive
trend of increasing LMR, with a 13.04 % increase in the SGT group and an 11.07 % increase in the SGT +
TMZ group at 6 months.

A trend toward a more pronounced reduction in the SII was observed in the SGT + TMZ group. At
baseline, the difference between groups was not significant: 657.74 (622.24; 672.59) in the SGT group
versus 658.35 (625.90; 698.63) in the SGT + TMZ group (p = 0.172). SII levels decreased in both groups
at 3 and 6 months, with a more substantial reduction in the TMZ group (-5.03 % and —6.94 %,
respectively), approaching statistical significance at 6 months (p = 0.058), while the reductions in the SGT
group were less pronounced (—=0.97 % and —2.56 %).

No significant differences were found between groups regarding changes in PLR over time (p >
0.05). Although PLR decreased slightly in both groups, the reductions were not statistically significant.
After 6 months, mean PLR decreased by 7.83 % in the SGT group and by 9.03 % in the SGT + TMZ group,
with the intergroup difference remaining statistically non-significant (p = 0.698).

An analysis of the dynamics of liver fibrosis and steatosis using various scoring systems (FIB-4,
NFS, CAP, METAVIR) revealed favorable changes in patients who received additional trimetazidine
therapy. At baseline, FIB-4 levels did not differ significantly between groups: 1.71 (1.55; 1.94) in the SGT
group versus 1.78 (1.51; 1.91) in the SGT + TMZ group (p = 0.596). However, by the 3-month follow-up,
FIB-4 values were significantly lower in the SGT + TMZ group: 1.58 (1.53; 1.62) compared to 1.61 (1.56;
1.67) in the control group (p = 0.019). This difference became even more pronounced after 6 months: 1.14
(1.07; 1.21) versus 1.32 (1.23; 1.38), respectively (p < 0.001).
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Table 2

Dynamics of integrated leukocyte inflammatory indices in patients with stable coronary artery disease
combined with non-alcoholic fatty liver disease under the influence of trimetazidine therapy

Parameter Time SGT (n=30) SGT + TMZ (n=33) p-value
NLR t0 2.73 (2.64; 2.85) 2.79 (2.64; 2.90) 0.57
tl 2.67 (2.50; 2.87) 2.50 (2.35; 2.55) 0.002
A %, ptl -2.78 %, p=10.177 -10.34 %, p < 0.001
t2 2.55(2.46;2.72) 2.39 (2.30; 2.59) 0.006
A %, pt2 -6.73 %, p = 0.002 -13.16 %, p < 0.001
LMR t0 2.79 (2.39; 3.62) 3.21 (2.33; 3.80) 0.312
tl 2.99 (2.57;3.22) 3.15(2.81;3.74) 0.054
A %, ptl -1.53 %, p=1.000 -2.42 %, p = 0.525
2 3.42 (2.85;3.88) 3.63 (3.44; 3.94) 0.085
A %, pt2 13.04 %, p = 0.043 11.07 %, p = 0.043
S1I t0 657.74 (622.24; 672.59) 658.35 (625.90; 698.63) 0.172
tl 645.70 (627.02; 660.11) 630.38 (606.50; 656.71) 0.157
A %, ptl -0.97 %, p=0.529 -5.03 %, p < 0.001
t2 630.30 (616.19; 649.06) 618.37 (598.77; 635.78) 0.058
A%, pt2 -2.56 %, p =0.055 -6.94 %, p < 0.001
PLR t0 194.60 (179.23; 225.56) 193.04 (166.67; 226.67) 0.999
tl 199.14 (178.31; 222.65) 192.91 (180.62; 210.17) 0.588
A %, ptl -0.77 %, p = 0.839 -2.67 %, p = 0.646
2 185.75 (170.06; 205.60) 186.67 (172.22; 200.00) 0.698
A %, pt2 -7.83 %, p=10.213 -9.03 %, p = 0.090

Baseline NFS values were also comparable between groups: —0.53 (—0.75; —0.38) in the SGT group
versus —0.50 (—0.80; —0.39) in the SGT + TMZ group (p = 0.404). During treatment, both groups showed
a trend toward more negative values (indicating regression of fibrotic changes); however, improvements
were more significant in the SGT + TMZ group. At 3 months, NFS was —0.73 (—0.79; —0.67) compared to
—0.52 (—0.58; —0.46) in the control group (p < 0.001), and this difference persisted at 6 months: —0.89 (—
0.94; —0.83) versus —0.75 (—0.80; —0.68) (p < 0.001).

Assessment of hepatic steatosis using CAP showed similar baseline values in both groups: 8.43
(7.61; 9.32) kPa in the SGT group versus 8.73 (8.27; 9.86) kPa in the SGT + TMZ group (p = 0.446).
However, after 6 months, significant differences emerged in favor of the TMZ group: 8.18 (8.02; 8.33) kPa
versus 8.40 (8.27; 8.52) kPa (p = 0.004). This trend continued at the final measurement: 8.00 (7.81; 8.15)
kPa in the SGT + TMZ group versus 8.24 (8.01; 8.52) kPa in the control group (p = 0.002).

Using the METAVIR scale, no significant between-group differences were observed at baseline:
283.29 (277.88; 293.00) dB in the SGT group versus 279.38 (268.57; 293.17) dB in the SGT + TMZ group
(p=0.407). However, by 3 months, this difference became statistically significant: 273.34 (267.62; 281.26)
dB versus 281.29 (275.69; 292.66) dB (p < 0.001), and remained significant at 6 months: 266.90 (260.71;
273.55) dB versus 274.91 (269.76; 278.84) dB (p = 0.031).

Baseline levels of hsCRP were nearly identical between groups: 2.89 (2.69; 3.18) mg/L in the SGT
group versus 3.04 (2.63; 3.33) mg/L in the SGT + TMZ group (p = 0.749). However, after 3 months, a
significantly lower hsCRP level was observed in the SGT + TMZ group: 2.40 (2.32; 2.58) mg/L compared
to 2.87 (2.70; 3.09) mg/L in the control group (p < 0.001). A similar trend persisted at 6 months, with
hsCRP further decreasing to 2.21 (2.08; 2.42) mg/L in the TMZ group versus 2.51 (2.40; 2.75) mg/L in the
SGT group (p <0.001).

Mean MMP-9 concentrations at baseline were also comparable: 1015.02 (905.71; 1092.13) ng/L
in the SGT group versus 975.73 (916.23; 1103.24) ng/L in the SGT + TMZ group (p = 0.786). At 3 months,
a significant decrease in MMP-9 was documented in the TMZ group: 889.35 (849.44; 942.08) ng/L versus
954.05 (930.00; 993.43) ng/L in the SGT group (p < 0.001). At 6 months, the difference between groups
approached statistical significance (p = 0.06), with MMP-9 remaining lower in the TMZ group: 901.98
(864.55; 937.32) ng/L versus 937.61 (912.59; 965.65) ng/L, indicating a tendency toward a more
pronounced reduction.

Galectin-3 plasma concentrations did not significantly differ at baseline: 26.06 (24.36; 28.46) ng/L
in the SGT group versus 26.83 (23.79; 29.79) ng/L in the TMZ group (p = 0.4). After 3 months, a
statistically significant decrease in galectin-3 was observed in the SGT + TMZ group: 23.91 (23.26; 25.59)
ng/L versus 26.23 (25.18; 26.64) ng/L in the control group (p < 0.001). By 6 months, galectin-3 levels had
declined in both groups, but the reduction was significantly more pronounced in the TMZ group (—15.84 %
vs —6.12 %, p < 0.001).
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Baseline MCP-1 levels were similar between groups: 345.70 (336.17; 363.42) ng/L in the SGT
group versus 358.16 (341.68; 370.26) ng/L in the TMZ group (p = 0.094). At 3 months, the between-group
difference was not statistically significant (p = 0.383), though a more noticeable reduction was seen in the
TMZ group (—6.70 % vs —1.55 %). After 6 months, the difference became statistically significant: 313.95
(271.97; 322.96) ng/L in the TMZ group versus 326.72 (311.63; 348.27) ng/L in the SGT group (p = 0.003).

This study evaluated the effects of trimetazidine on systemic inflammation, fibrosis, and steatosis
in patients with stable coronary artery disease coexisting with non-alcoholic fatty liver disease. The results
demonstrated significant reductions in systemic inflammatory markers, such as NLR and SII, and
improvements in liver fibrosis and steatosis indices in patients receiving trimetazidine therapy.

The reduction in NLR and SII indicates decreased neutrophil activation and overall systemic
inflammation. This aligns with findings from other studies demonstrating that lowering systemic
inflammation may improve prognosis in patients with coronary artery disease and NAFLD.

A decrease in NLR supports the critical role of neutrophils in the pathogenesis of inflammatory
processes in these conditions, while the reduction in SII reflects improved inflammatory control, which is
essential for reducing the risk of cardiovascular complications [3, 12].

Regarding hepatic fibrosis and steatosis, the decline in FIB-4 and NFS scores, as well as
improvements in METAVIR grading, point to the beneficial impact of trimetazidine on structural liver
changes. The assessment of steatosis via CAP revealed a significant decrease in values at 6 months in the
TMZ group, confirming findings from previous studies demonstrating the efficacy of trimetazidine in the
treatment of non-alcoholic steatohepatitis and in improving liver function parameters [8, 9].

The reduction of systemic inflammation and improvements in liver condition may have a
substantial influence on patient outcomes by lowering the risk of cardiovascular events such as myocardial
infarction, stroke, and heart failure. These changes are associated with enhanced quality of life, as the
reduction in hepatic inflammation and fibrosis alleviates symptoms and contributes to overall clinical
improvement. This corresponds with research showing that attenuation of inflammation and fibrosis can
significantly mitigate disease symptoms and reduce the risk of complications [6, 10].

Conclusion

The tested therapeutic regimen demonstrated a beneficial effect of trimetazidine in slowing the
progression of fibrosis and steatosis in patients with combined pathology. Beyond its established
antianginal action, trimetazidine appears to exhibit multiple pleiotropic effects, including a potential
capacity to attenuate low-grade systemic inflammatory responses and modulate components of the innate
immune system. However, the mechanisms underlying these effects remain unclear and warrant further
investigation.

Prospects for further research. Further studies should explore the relationship between levels of low-grade systemic
inflammatory biomarkers and both modifiable and non-modifiable risk factors for atherogenesis progression in patients with stable
coronary artery disease and concurrent NAFLD, as well as assess the effectiveness of targeted pharmacological interventions.
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The purpose of the study was to investigate the features of dental diseases and their distribution in patients with early
stages of chronic kidney disease in Azerbaijan. The study involved 179 patients with early stages of chronic kidney disease.
Decayed, Missing due to caries, Filled Teeth index, Caries, Fillings and Extractions index, Miillemann bleeding index, Svrakov
iodine index, Community Periodontal Index and Gingival Index, Fuchs and Rumford indices were measured. The results showed
that in patients with chronic kidney disease generalized periodontitis was present in 81.8 % of cases, and localized periodontitis in
18.2 % of cases, which is 5.4 and 1.7 times more than in the control group, respectively. In the early stages of chronic kidney
disease, the prevalence of periodontitis is higher than caries and chronic periodontal diseases. An increase in the DMFT index was
observed as kidney function decreased. Fuchs and Svrakov iodine indices were different during chronic kidney disease compared
to the control group (p<0.01).

Key words: chronic kidney disease, periodontitis, caries, Decayed, Missing due to caries, Filled Teeth index, Svrakov
iodine index, gingival index.

C.P. Ocy6oBa, C.T. I'yceiinoBa, Y.I. Axmenzane, C.®. Hipraaiera

CTPYKTYPA 1 HOITUPEHICTb CTOMATOJIOI'TYHUX 3AXBOPIOBAHb Y XBOPUX
I3 PAHHIMHU CTAAIAMHU XPOHIYHOI XBOPOBH HUPOK B ABEPBAUI7KAHI

Mertoto nociipkeHHs Oyno BUBUSHHS 0COOIMBOCTEI CTOMATONON YHHX 3aXBOPIOBaHb Ta TXHBOIO MOIIMPEHHS y XBOPUX
i3 paHHIMH CTaJisIMH XPOHIYHOI XBOpPOOM HHMpPOK B AsepOaiipkani. Y HOCHIDKeHHI B3sM ydacTh 179 mamieHTIB i3 paHHIMH
CTaJisIMI XpOHIYHOI XBopoOu HHpok. Bymno Bumipsao innekc «Decayed, Missing due to caries, Filled Teeth index», innekc «Caries,
Fillings and Extractions index», inaekc kpoBoTedi MiojuieMaHHa, ioaHui inaekc CBpakoBa, MapofOHTAIbHUM 1HACKC CIIIBHOTH 1
sceHHUH iHxekc, iHnexcu Dykca i Pamdopna. Pesymeratm 3acBimumiy, 1o y NaIi€HTIB i3 XpOHIYHOIO XBOPOOOIO HHPOK
TeHepasli30BaHUH MapoJoHTUT OyB npucyTHiH y 81,8 % Bumankis, a J0Kasi30BaHUH MapogoHTUT —y 18,2 % Bumazkis, mo B 5,4 1
1,7 pa3a Ginblie, HXK y KOHTPOJIBHIH rpymi BixnoBixHo. Ha paHHiX cTaisx XpoHi4HOT XBOPOOH HUPOK MOLIMPEHICTh TAPOJOHTHUTY
BUIIA, HDK Kapiecy 1 XpOHIYHUX 3aXBOPIOBaHb MapofoHTy. 30unbimenHs ingekcy DMFT crioctepiranocs B Mipy 3HMKEHHS QyHKIIT
uupok. lanexcu @yxca i CBpakoBa 3a XpOHIYHOI XBOPOOH HUPOK BiJPI3HSIIMCS MOPIBHIHO 3 KOHTPOJIBHOIO rpymnolo (p<0,01).

KurouoBi cioBa: xpoHiuHa XxBopoOa HUPOK, MApOAOHTHT, Kapiec, inxekc DMFT, lioxnuii ingekc CBpakoBa, SCEHHHIA
iHJIeKC.

Chronic kidney disease (CKD) is considered one of the major public health problems of our time
[5]. Various forms of oral diseases are observed in 82 % of patients with CKD [6]. Among these diseases,
the most common oral diseases are periodontitis and gingivitis. Patients with CKD undergoing
hemodialysis are more susceptible to severe periodontal diseases [1].

The increasing number of people suffering from this disease and the limited research in this area
require special attention to the study of oral manifestations associated with chronic kidney disease. Chronic
kidney disease, like other systemic diseases, is associated with oral problems as a result of the pathogenesis
of the disease or the therapy used, or both. The role of inflammatory factors in the progression of chronic
kidney disease has been demonstrated, and periodontal lesions found in this group of patients have been
associated with chronic oral inflammation [9, 11].

According to some studies, oral hygiene and chronic kidney disease are associated. Thus, in some
studies, maintaining oral hygiene reduced the risk of developing chronic kidney disease [2]. In general,
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