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The article presents the results of a study on the survival of patients with prostate cancer (PCa) depending on
the presence of metabolic syndrome or its components. It was established that average survival in the presence
of any metabolic disorders was lower than in their absence; however, statistically significant differences were ob-
served only in cases where metabolic syndrome was present, as defined by NCEP ATP IlI: (31.60 + 3.55) months vs
(45.06 + 2.13) months (x? = 8.882; p = 0.003, according to the Mantel-Cox test), and in the presence of diabetes mel-
litus: (34.76 + 4.10) months vs (43.93 + 2.12) months in its absence (x? = 4.029; p = 0.045, according to the Mantel—
Cox test). The effect of abdominal obesity, as defined by NCEP ATP I, on survival approached statistical significance:
(34.17 + 4.44) months vs (43.60 + 2.06) months (x? = 3.204; p = 0.073, according to the Mantel-Cox test), as did a
decrease in HDL-C levels below 1.0 mmol/L: (35.87 + 3.32) months vs (44.51 + 2.25) months (x*> = 3.723; p = 0.054,
according to the Mantel—Cox test). The results of the survival analysis in patients with PCa using Cox regression
revealed that the negative impact of metabolic syndrome (MS) on three-year survival in PCa was more pronounced
in patients under 70 years of age (Exp(B): 0.330 [0.157; 0.695], p = 0.004), while the effect was not significant in
patients aged 70 years and older (p = 0.147). In addition, the effect of MS was significant in patients with PCa stages
1-3 according to the ISUP classification (Exp(B): 0.393 [0.180; 0.859], p = 0.019), but not in patients with stages 4-5
(p = 0.661). The obtained results indicate that metabolic disorders negatively affect the course of PCa, leading to
reduced patient survival, which must be taken into account when determining treatment strategies.
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Connection of the publication with planned
research works.

The research was carried out in accordance with
the research plan of the Department of Urology and
Paediatric Urology of Kharkiv National Medical University
«Diagnosis and treatment of urological diseases in adults
and children» (state registration number 0122U600028).

Introduction.

Currently, prostate cancer (PCa) remains one of the
most pressing issues in modern oncology [1, 2, 3]. De-
spite numerous experimental and clinical studies, deter-
mining the optimal treatment strategy for this disease
remains a considerable challenge and depends on the
risk of progression and metastasis, which is assessed
based on markers of aggressiveness [4, 5, 6, 7]. Howev-
er, low-risk PCa often progresses quite rapidly [8], while,
conversely, autopsy findings in deceased patients with-
out any clinical manifestations may reveal PCa with fea-
tures of high risk [9]. Therefore, the informativeness of
classical markers of PCa aggressiveness is questionable,
and studies are ongoing to identify additional factors
that may be important in influencing the course of the
disease.

From this perspective, a promising area of research
is the investigation of the role of metabolic syndrome
(MS) and its components in the carcinogenesis of PCa, as
well as their potential use in predicting disease progres-
sion [10, 11, 12]. However, the results of studies in this
area remain highly contradictory [13, 14, 15, 16, 17] and
do not provide a definitive answer regarding the clinical
significance of metabolic disorders in the course of PCa,
which formed the rationale for our study.

The aim of the study.

To determine the impact of metabolic syndrome
and its components on the outcomes of prostate cancer
treatment.

Object and research methods.

The study was conducted at the Communal Non-Prof-
it Enterprise of the Kharkiv Regional Council “Regional

Oncology Centre” (Kharkiv), the Yuri Semenyuk Rivne
Regional Clinical Hospital, and the Communal Non-Prof-
it Enterprise “Central City Hospital” of the Rivne City
Council (Rivne). The medical records of inpatients and
outpatient cards of 132 patients were analysed. During
this study, the requirements of Good Clinical Practice
(ICH E2(R6) GCP) and the Helsinki Declaration of the
World Medical Organisation were observed. Before the
start of any procedures, all patients gave their informed
voluntary consent to participate. Anthropometric data
(height, weight, body mass index (BMI), and waist cir-
cumference), as well as the results of instrumental, path-
omorphological, and laboratory examination methods,
were analysed. Based on BMI, the patients’ nutritional
status was determined as follows: normal weight — up to
25.0 kg/m?; overweight — 25.0-29.9 kg/m?; obesity class
| — 30.0-34.9 kg/m?; obesity class Il — 35.0-39.9 kg/m?;
and obesity class lll — from 40.0 kg/m? and above [18].
In addition, lipid profile parameters were evaluated, in-
cluding total cholesterol (TC), low-density lipoprotein
cholesterol (LDL-C), high-density lipoprotein cholesterol
(HDL-C), and triglycerides (TG), along with the calcula-
tion of the atherogenic coefficient (AC).

All patients were screened for metabolic syndrome
(MS) and/or its components at the time of enrolment
in the study. According to the International Diabetes
Federation (IDF), MS is defined as abdominal obesity with
a waist circumference of 294 cm in men, in combination
with at least two of the following four components:
elevated TG levels >1.7 mmol/L; reduced HDL-C levels
<1.0 mmol/L; arterial hypertension (AH) (systolic blood
pressure =130 mmHg and/or diastolic blood pressure
>85 mmHg and/or antihypertensive treatment); and
hyperglycaemia, including diabetes mellitus (DM) [19].
According to the National Cholesterol Education Program
Adult Treatment Panel Il (NCEP ATP IIl), MS is diagnosed
when at least three of five similar components are
present, although abdominal obesity is not a required
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criterion. In this case, abdominal obesity is defined as a
waist circumference of 2102 cm in men [20].

The duration of observation was 39.0 [18.0; 53.0]
months (ranging from 9 to 61 months). The treatment
outcome over a three-year period was assessed in 107
patients (81.1%). Twenty-five patients (18.9%) were lost
to follow-up due to relocation and tragic events that
have occurred in Ukraine in recent years (the COVID-
19 pandemic and the ongoing war). During the follow-
up period, 54 patients (40.9%) died from any cause.
In most cases, long-term outcomes were assessed via
telephone interviews, which enabled the evaluation of
all-cause mortality and overall survival. The majority of
events occurred within the three-year follow-up period;
therefore, this time frame was selected for survival
analysis, which was conducted using life tables, the
Kaplan-Meier method, and Cox regression, with data
processed using the PSSR statistical software package.

Research results and their discussion.

At the time of enrolment, 32 patients (24.2%) were
found to be overweight according to their BMI, 22
(16.7%) were classified as obese (class 1), and 7 (5.3%)
as obese (class Il). Abdominal obesity, defined as a waist
circumference greater than 94 cm, was diagnosed in 42
patients (31.8%). Specifically, a waist circumference of
102 cm or more was observed in 24 men (18.2%), in-
cluding 1 patient (4.2%) with a normal BMI. Diabetes
mellitus was detected in 25 patients (18.9%), and ar-
terial hypertension (AH) was diagnosed in 67 patients
(50.8%). Dyslipidaemia was identified in 98 patients
(74.2%): hypercholesterolaemia (total cholesterol >4.5
mmol/L) in 50 (37.9%), elevated LDL-C (>2.5 mmol/L) in
75 (56.8%), reduced HDL-C (<1.0 mmol/L) in 39 (29.5%),
hypertriglyceridaemia (>1.7 mmol/L) in 45 (34.1%), and
an increased atherogenic coefficient (AC >3.0) in 46 pa-
tients (34.8%). Metabolic syndrome (MS) was diagnosed
in 17 patients (12.9%) according to the IDF definition,
and in 30 patients (22.7%) according to the NCEP ATP Il
criteria. A waist circumference of 102 cm or more was
found in 16 patients with MS (53.3%). However, due to
combinations of other metabolic disorder markers (e.g.
11 patients had diabetes mellitus, low HDL-C, and AH; 7
had diabetes mellitus (DM), hypertriglyceridaemia, and
AH), the overall number of patients diagnosed with MS
increased.

When comparing the mean values and median sur-
vival times of patients depending on the presence of
metabolic disorders, certain patterns were identified.
The mean survival time in the presence of any meta-
bolic disorders was lower than in their absence, but sta-
tistically significant differences were only found in the
presence of MS as defined by NCEP ATPIII: (31.60+3.55)
months vs (45.061+2.13) months (x2=8.882; p=0.003 ac-
cording to the Mantel-Cox criterion) (table 1).

Diabetes mellitus also had a significant impact
on the long-term treatment outcome, with a median
survival of 34.76+4.10 months compared to 43.93+2.12
months in its absence (x2 = 4.029; p=0.045, according to
the Mantel-Cox criterion). The presence of abdominal
obesity, as defined by NCEP ATP Ill, had a near-significant
effect on survival: 34.17+4.44 months vs 43.60  2.06
months (x = 3.204; p=0.073, according to the Mantel-
Cox criterion), as did a decrease in HDL-C concentration
below 1.0 mmol/L: 35.87 + 3.32 months vs 44.51+2.25

months (x2 = 3.723; p=0.054, according to the Mantel-
Cox criterion) (table 1).
The identified patterns are demonstrated by Ka-
plan-Meier survival curves (constructed for the most sig-
nificant indicators) (fig. 1, fig. 2).
In addition, the impact of metabolic disorders
on three-year survival was analysed using the Cox
proportional hazards model (table 2).
Table 1 — Mean and median survival times for
patients with PCa depending on the presence of
metabolic disorders (months)
(Kaplan-Meier method)

val di ivalt Mantel-
PR EEE Mean survival |Median surviva o -
[95% Cl] [95% Cl] (Log-Rank)
2— .
Abdominal obesity (according to IDF) Xp;g’%g’
no 41,77+2,32 _
[37,21; 46,33]
o 41,80%3,21 _
Y [35,51; 48,09]
2 .
Abdominal obesity (according to ATP Ill) Xp;?é'égg’
no 43,60+2,06 _
[39,56; 47,6]
es 34,17+4,44 25,00%3,99
Y [25,47; 42,88] | [17,17;32,82]
2=3,723;
HypoHDL )é=o 052
no 44,51+2,25 _
[40,10; 48,91]
es 35,87+3,32 26,00+4,99
Y [29,35; 42,39] | [16,21; 35,79]
2 .
Hypertriglyceridaemia )é;(l)'gg;'
no 43,73+2,32 _
[39,19; 48,27]
39,00+3,34
yes [32,45; 45,55] 28,00
X’=1,896;
AH p=0,169
no 44,73+2,65 _
[39,54; 49,93]
39,55+2,73
yes [34,20; 44,89] 30,00
x’=4,029;
bM p=0.045
no 43,93+2,12 _
[39,77; 48,09]
os 34,76+4,10 27,00+1,87
Y [26,73; 42,79] | [23,33;30,67]
X2=8,882;
MS (NCEP ATP I1I) b=0.003
no 45,06+£2,13 _
[40,89; 49,23]
os 31,60+3,55 24,00+2,74
Y [24,64; 38,56] | [18,63;29,37]
All 42,14+1,91 _
observations| [38,39; 45,89]
2=0,014;
MS (IDF) Xp=0 906
no 4220+2,07 _
[38,15; 46,52]
s 40,71+4,71 _
Y [30,94; 49,41]
All 42,14+1,91 _
observations| [38,39; 45,89]

Note: * — the point when the number of events reached 50%.
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Figure 1 — Kaplan-Meier survival curves over a three-year follow-up
period depending on the presence of metabolic syndrome
(according to the NCEP ATP IlI definition).

The results of the survival analysis in patients with
PCa, conducted using Cox regression, revealed that
the presence of metabolic syndrome (MS) according to
the NCEP ATP Il definition had the greatest influence,
with the highest regression coefficient B (0.801+0.279),
a Wald statistic of 8.223, and an Exp(B) value of 2.227
[1.289; 3.851] (p=0.004). The second most influential
factor affecting survival was the presence of diabetes
mellitus, with a regression coefficient of B=0.579+0.296,
a Wald statistic of 3.825, and an estimated Exp(B) of
1.784 [0.999; 3.188]. However, this association did not
reach statistical significance (p=0.05). The influence
of all other indicators of metabolic disorders was also
assessed: decreased HDL-C concentration (p=0.059),
elevated triglyceride levels (p=0.237), the presence
of abdominal obesity (p=0.081), and AH (p=0.176)
(table 2).

Additionally, the presence of MS was analysed as a
categorical variable. It was found that Exp(B) was 0.449
[0.260; 0.776], which corresponds to the hazard ratio
(HR), and was further assessed in relation to age groups
(<70 years and 270 years) and
ISUP grade groups (1-3 and 4-5)
(table 3).
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Figure 2 — Kaplan-Meier survival curves over a three-year follow-up
period depending on the presence of diabetes mellitus.

prognostic value in patients under 70 years of age and
with ISUP grades 1-3.

Summarising the results obtained, it can be stated
that metabolic disorders have a negative impact on the
course of PCa, leading to a decrease in patient surviv-
al. The most significant factors are MS, according to the
NCEP ATP Ill definition and the presence of diabetes mel-
litus. This finding is consistent with the results of studies
by other authors, which have shown that MS is associat-
ed with biochemical recurrence and the development of
bone metastases [21]. Patients with metastatic PCa and
MS had a shorter time to tumour progression and lower
survival rates. These effects increased with an increase
in the number of MS components [22].

Among the components of metabolic syndrome
(MS), diabetes mellitus had the most detrimental im-
pact on the course of PCa, according to the results of
our study — a finding that has also been confirmed by
other researchers. In particular, D. Crawley et al. (2018),
in a review of 36 studies, reported that diabetes melli-
tus increased the risk of all-cause mortality by 37%-57%

Table 2 — Results of the proportional hazards survival analysis in patients
with prostate cancer depending on the presence of metabolic disorders

The data obtained indi- Regression | v 10 | value
cate that the negative impact Parameter cczgfrfgcée)nt statistics| (p) | EXP(E)ISS%AIN
of MS on three-year survival . - , o
in patients with PCa is more Abdominal obesity (according to ATPIIl)| 0,553+0,317 | 3,049 |0,081 |1,739 [0,935; 3,234]
pronounced in those under HypoHDL 0,516+0,274 3,554 | 0,059 [1,676 [0,980; 2,866]
70 years of age (Exp(B)' 0.330 HyperTG 0,324+0,274 1,401 |0,237|1,383[0,808 2,365]
[0 157: 0 695] p=0 004:) \.Nith AH 0,365+0,270 1,830 | 0,176 (1,441 [0,849; 2,447]
. ’ . ’ = V. ’
no statistically signiﬁcant ef- DM 0,579+0,296 3,825 | 0,050 (1,784 [0,999; 3,188]
fect observed in patients aged MS (according to NCEP ATPIII) 0,801+0,279 8,223 |0,004 (2,227 [1,289; 3,851]

70 years and older (p=0.147).
In addition, the impact of MS

Table 3 — Results of the proportional hazards survival analysis in patients
with prostate cancer depending on the presence of metabolic syndrome

was significant in patients with ;

ISUP grades 1-3 (Exp(B): 0.393 Parameter coefﬁiiis(lggs.a.) e Va‘)‘)‘e Exp(B) [95% 4]
L%tl %gltgiseg%vifh &?Pl gg);aggz MS (according to NCEP ATPIII) | -0,801£0,279 8,223 | 0,004 | 0,449 [0,260; 0,776]
4-5 (p=0.661) (table 3). Thus, |Age<70years -1,108+0,380 8,522 | 0,004 | 0,330[0,157; 0,695]
the results of the regression |Age270years -0,634+0,438 2,099 | 0,147 | 0,530[0,225; 1,251]
analysis indicate that the pres- |1SUP1-3 -0,934+0,399 5,480 | 0,019 | 0,393 [0,180; 0,859]
ence of MS has the greatest |'SUP4-5 -0,175£0,400 0,192 | 0,661 | 0,839[0,384; 1,837]
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and, to a lesser extent, cardiovascular mortality by 25%-
30% [23]. In a meta-analysis by J. Lee et al. (2016), which
included nearly 275,000 patients, diabetes mellitus was
associated with a 29% increase in PCa-specific mortality
and a 37% increase in all-cause mortality. Type 2 diabe-
tes mellitus was found to increase the risk of death from
all causes, but not significantly from PCa [24]. In addi-
tion, obesity has been shown to negatively affect the
course of PCa [12]. A decrease in HDL-C levels has also
been associated with an increased risk of recurrence and
death from PCa [25], as well as with local progression of
the disease [17].

However, there are reports of more complex
relationships between PCa and metabolic disorders.
For example, L. Guerrios-Rivera et al. (2023) identified
an association between MS and high-risk PCa, while no
association was found with PCa in general or with low-
risk PCa [15]. Similarly, A. Blanc-Lapierre et al. (2015)
reported that a history of MS (defined as the presence of
three components) was associated with a reduced risk
of PCa [26]. S. Kelkar et al. (2021) found no association
between diabetes and mortality from cancer, metastatic
PCa, or castration-resistant PCa among the overall
patient cohort. However, a significant association was
identified between diabetes combined with obesity
and increased mortality from cancer and castration-
resistant PCa. In patients with diabetes but without
obesity, inverse — though non-significant —associations
were observed [27]. Studies by R. Arthur et al. (2019)

DOI 10.29254/2077-4214-2025-2-177-224-232
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and S. Cheng et al. (2019) found no significant effect of
lipid profile indicators on survival in patients with PCa
[14, 28].

The contradictory findings across studies may be
explained by the variable definitions of MS, differences
in the duration and severity of metabolic disorders,
treatment characteristics and their effectiveness, as
well as the presence of additional factors — particularly
treatment-related aspects of PCa itself. These issues
require further investigation in large-scale studies with
appropriately designed methodologies.

Conclusions.

1. MS, as defined by NCEP ATPIIl and DM, significant-
ly reduced the survival of patients with PCa.

2. Abdominal obesity, characterised by a waist cir-
cumference increase of more than 102 cm and a de-
crease in HDL-C concentration of less than 1.0 mmol/L,
did not significantly impact the survival of patients with
PCa.

3. The presence of metabolic disorders in patients
with PCa should be considered as an additional factor
in the aggressive course of the disease and taken into
account when determining treatment tactics.

Prospects for further research.

In the future, we plan to study lipid metabolism in-
dicators in patients with PCa and determine the possi-
ble triggering role in PCa carcinogenesis, as well as the
potential prognostic significance of dyslipidaemia in the
course of PCa.

BMNJ/INB METABOTIMHUX NOPYLUEHb HA NEPEBIT PAKY I'IEPE,D,MIXVPOBO'I' 3A/103U
XapKiBCbKUii HaWiOHaNbHUIF MeanYHMIA yHiBepcuTeT (M. XapkiB, YKpaiHa)
taron.nalbandian@gmail.com

Y cmammi HasedeHo pe3ynbmamu 00CAiIOHMEHHA 8UXUBAHOCMI NAYiEHMIi8 3 PaKOM repedmixyposoi 3a71eHHO
8i0 HassHocmi memaboniyHo2o cuHOpomy abo (020 KOMNoHeHMi8. BCmaHo8/1eHOo, W0 cepedHE BUXUBAHHSA Mpu
HaseHOCMi bydb-aKuUx MemaboniyHUX rnopyweHs 6y10 MeHWUM, Hix pu ix 8idcymHocmi, ane cmamucmu4yHo 3Ha4uUMi
8iOMiHHOCMI bynAu nuwe rnpu HageHocmMi memabosiyHo20 cuHOpomy 3a susHayeHHAM NCEP ATPIII: (31,60+3,55) mic.
npomu (45,06+2,13) mic. (x2=8,882; p=0,003 3a kpumepiem MoHmen-Kokc); ma npu HageHocmi L/1: (34,76+4,10)
mic. npomu (43,9342,12) npu loeo sidcymHocmi (x2=4,029; p=0,045 3a Kpumepiem MoHmesn-Kokc). Habauxcascsa
00 00CMOBIPHO20 BMAUB HA BUMCUBAHICMb HAABHOCMI 06OOMIHANbHO20 OMUPIHHA 3a 8u3Ha4YeHHAM NCEP ATPIII:
(34,17+4,44) mic. npomu (43,60+2,06) (x2=3,204; p=0,073 3a Kpumepiem MoHmen-KoKc), @ MaKo¥ 3MeHUWeHHS
KoHuyeHmpauii XC-/1MBLL meHw 1,0 mmons/n: (35,87+3,32) mic. npomu (44,51+2,25) mic. (x2=3,723; p=0,054 3a
Kpumepiem MoHmen-KoKc). Peaynemamu aHanizy suxcusaHocmi nayieHmie 3 Pl13 3a donomoezoro peepecii Kokca
susAsuuU, HecamugHuli ensaue MC Ha mpboxpiyHy suxcusaHicme npu P13 6inbw supasHull y nayieHmis gikom 0o 70
pokis. (Exp(B): 0,330 [0,157; 0,695], p=0,004) 3 HeOocmosipHUM 8nausom y giui 8id 70 p. ma binvwe (p=0,147). Kpim
uboeo, enaus MC bys docmosipHumu y nayieHmie 3 PI13 1-3 cm. 3a ISUP (Exp(B): 0,393 [0,180; 0,859], p=0,019)
npu 8idcymHocmi docmogipHo2o enausy y nayieHmis 3 ISUP 4-5 cm. (p=0,661). OmpumaHi pe3ynemamu cgio4ame,
wo memaboniyHi nopyweHHs marome HecamueHul erisaus nepebiz P13, npu3eo0s4u 00 3MeHWEeHHS 8UXUBAHOCMI
X80pUX, W0 HEOBXIOHO 8paxo8ysamu rid Yac 8USHAYEHHA MAKMUKU /iKY8AHHS.

Knto4voei cnoea: pak nepedmixypoesoi 3as103u, memabosiyHi MopyweHHS, 8UMUBAHHICMb.

38’A30K nNy6iKauii 3 n1aHOBMMU HAyKOBO-AOCAIA-
HUMMK poboTamu.

JocnigykeHHA BUMKOHyBanoca 3rigHo naaHy HAP Ka-
depnpu yponorii Ta autadoi yponorii XHMY «[iarHocTuKa
Ta NiKyBaHHA YPONOTiYHMX 3aXBOPIOBAHb Yy JOPOCAUX Ta
aitein» (Ne aep»kaBHoi peectpauii 0122U600028)

Bcryn.

Ha ueit yac pak nepegmixyposoi 3ano3u (Pl3) ocra-
€TbCA OAHIE0 3 HAaMBINbL aKTyaNbHUX NPobaem cyyacHol

oHKkoyposorii [1, 2, 3]. He3Ba)Katoum Ha YMCENbHi eKc-
NepMMEHTaNIbHI Ta KAiHIYHI A0CNIOXKEHHA BU3HAYEHHA
OMNTUMANbHOI TaKTUKM JIiIKYBaHHA LbOrO 3aXBOPHOBAHHA
€ [OCUTb CKNAAHWM 3aBAAHHAM i 3a1€XKUTb Big, PU3INKY
NporpecyBaHHA Ta METACcTa3yBaHHA, AKUWA OLHIOETbCA
3a 03HaKamu arpecusHocTi [4, 5, 6, 7], ane Hepiako PM3
HW3bKOTO PU3NKY LOCUTb LIBUAKO nporpecye [8] i, HaBna-
KW, Nif, Yac ayToncii y noMmepaunx, AKi He Maim KNiHIYHUX
nposBiB, 3HaxoaATb PlN3 3 03HaKamu BUCOKOrO pPU3UKY
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[9]. Tomy iHGOPMATMBHICTL KNACMYHMX O3HAK arpecus-
HocTi PM3 nigaaeTbca cymHiBY | NpoBOAATLCA AOCNIAKEH-
HA AOAATKOBMX PaKTOPIB, MOTEHLIHO BaX/IMBMX 3 TOUKM
30py BMNAUBY Ha nepebir 3axBOPHOBAHHSA.

3 ui€i TOYKM 30py NEPCNEKTUBHMM HaNPAMKOM A0CAi-
[OKeHb € BUBYEHHSA poni meTabosiyHoro cuHapomy (MC)
Ta AOro KOMMOHEHTIB B KaHueporeHesi PM3 Ta moxnu-
BOCTIi iX 3aCTOCyBaHHA Yy MPOrHo3yBaHHi nepebiry 3axso-
ptoBaHHA [10, 11, 12]. Pe3ynbTaT¥ A0CAIAMKEHb LbOrO
acnekty PMN3 gyxe cynepeunusi [13, 14, 15, 16, 17] i He
[A0Tb O4HO3HAYHOI BIiANOBIAI HA MUTAHHA NPO KAIHIYHY
3HaYMMIiCcTb MeTaboNiYHUX NopyLieHb y nepebiry PMN3, wo
i CTano niacTaBoo ANA HALWOro AOCAIAKEHHSA.

MeTta gocnipyKeHHs.

Bu3HaueHHA BN/AMBY MeTaboNiYHOro cMHApPOMY Ta
MOro KOMMNOHEHTIB Ha Pe3y/bTaTW NiKyBaHHSA paKy nepea-
MiXypOBOi 3a/71031.

06’eKT i meTOaM BOCNigKEHHA.

JocniaxeHHA 3aiicHeHo Ha 6a3i KHIM XOP «O6nac-
HWI LUEeHTP oHKosorii» (M. XapkiB), PiBHeHcbKoi O6nacHoi
KniniyHoi NlikapHi im. HO. CemeHtoka, KHI «LleHTpanb-
Ha micbka nikapHa» PMP (m. PiBHe). MpoaHanizoBaHo
MeOMYHI KapTh CTaLiOHAapHUX XBOPMX Ta ambynaTopHi
KapTKK 132 nauieHTis. MNig yac npoBefeHHA AaHOro A0-
cnigxeHHa 6yno gotprumaHo Bumor Good Clinical Practice
(ICH E2(R6) GCP) Ta lenbciHcbKoi Jeknapauii BceciTHbOT
MeZMYHOI opraHisauji. [lo noyatky 6yab-aKux npoueayp
yCi naujieHT Haganu iHdopmoBaHy 406pPOBiNbHY 3roay Ha
yyacTb. BuB4anuca gaHi aHTpONOMeTPUYHOTO A0Ci AKEH-
HA (3picT, Bara, iHAeKc macu Tina (IMT), oKpy»KHicTb Tanii),
pe3ynbTaTh iHCTPYMEHTANIbHUX, MAaTOMOPGOIOriYHMUX Ta
nabopaTopHUX MeToAiB AocniaskeHHs. Ha nigcrasi IMT
BM3HAYa/M aniMeHTapHUI CTaTyC NALiEHTA: HOPManbHA
Bara Ao 25,0 Kr/m%, Hag/mwKosa Bara — 25,0-29,9 kr/m?%;
oKUpiHHA | cT— 30,0-34,9 Kr/m?; oskunpiHHs Il cT. — 35-39,9
Kr/m2; oxupiHna Il cT. — Big 40,0 Kr/m? Ta 6inble [18].
JonatkoBO BMBYANM MOKA3HMKIB NiNiJOrPaMmn: KOHLEH-
Tpauijto 3aranbHoro xonectepuHy (3XC), xonectepuny ni-
nonpoTeiHiB HM3bKOI WinbHocTi (XC-/IMHLLL), xonectepuHy
ninonpoteiHiB BUCOKOI WinbHocTi (XC-/INMHLL) Ta Tpurniue-
piag (Tr) 3 po3paxyHKOM KoedilieHTy aTeporeHHOCTi (KA).

Bci nauieHT Nig Yac BKAKOYEHHSA Y A0OCNiAXKEHHA Byn
obCTexKeHi Ha HasaBHICTb MeTabosniyHoro cuHapomy (MC)
Ta/abo Moro KoMnoHeHTIB. 3a BU3HaYeHHAM MixkHapoa-
Hoi ®epepauii Oiabety (International Diabetes Federa-
tion — IDF) MC ue abgomiHanbHe OXKMPiIHHA NPU BEINYN-
Hi OKpyXXHOCTI Tanii Big 94 cm Ta Ginblwe Ana Yonosikis
Y CMONYYEHHI 3 ABOMA 3 iHLWMX YOTUPbOX KOMMOHEHTIB —
36inblueHHA KoHueHTpauii TT 6inbw 1,7 mmonb/n, 3meH-
WeHHA KoHueHTpauii XC-/IMNBLL, meHw 1,0 mmonb/n, ap-
TepianbHa rinepteHsia (Al) (cucTtoniuHuI apTepianbHUi
TMCK 2130 mm pT. cT. Ta/abo gjacTonivHMin apTepianbHUA
TUCK 285 MM pT. CT. Ta/abo papmaKkonoriyHe NikysaHHs),
rinepraikemin, BK/IOYatouM UyKposuii giabet (LLA) [19].
MC 3a Bu3HaueHHAM National Cholesterol Education Pro-
gram, Adult Treatment panel lll (NCEP ATPIIl) — ue HasB-
HICTb HE MeHL TPbOX 3 N'ATM aHANOTIYHMUX KOMMOHEHTIB,
ane 3 He 060B’A3KOBMM abAOMIHANbHUM OXKUPIHHAM, A0
AKOrO BiAHOCATb BE/IMUMHY OKPYXKHOCTI Tanii Big 102 cm
Ta 6inbLwe [20].

TpuBanictb cnoctepexeHHs cknagana 39,0 [18,0;
53,0] mic. (Bi& 9 Ao 61 mic.). PeaynbTat NikyBaHHA Mpo-
TATOM TPbOX POKiB BMBYEHO Yy 107 nauijeHTiB (81,1%). 25
(18,9%) nauieHTiB Bynn BTpayeHi A41A CNOCTEPEXKEHHA Y
3B’A3KY 3i 3MIHOIO MiCUS MeLUKaHHA Ta TpariyHMMK no-
aiamu, Wo Bigdynmca B YKpaiHi B OCTaHHI poku (naHae-
Mifl KOpOHaBipycy Ta BiliHa, AKa i goci Tpueae). MpoTarom

nepiogy CnocTepereHHs CMepTb Bif ByAb-AKMX NPUYMH
Biabynacb y 54 (40,9%) nauieHTiB. OuiHKY BigaaneHmx
pe3ynbTaTiB NaujieHTiB y BinblIOCTI BUMNAAKiB NpoBoAUAN
y TenedoHHOMY pPEeXMmi, TOMy OLHIOBaZINCb BUMALKM
CcMmepTi Bif 6yAb-AKOI MPUYMHM Ta 3arasibHa BUMKMBAHICTD.
OcHOBHI nogii BigbynMcs NpoTArom TPbOX POKiB crnocrte-
peXeHHsA, ToOMy Lel TepMiH 06paHO A/1a aHani3y BUMKK-
BAHOCTI, ANA AKOTO BUKOPUCTaHI TabAuLi JOXKUTTA, METOZ,
Ta6bnuusa 1 — CepeaHi 3HaYeHHA Ta mepgiaHu yacy
BMXXUBAHHA NauieHTiB 3 PM3 3aneXHo Big HaABHOCTI
meTaboniyHMX nopyLieHb (mic.)
(meTog KannaHa-Maiiepa)

Kputepin
MoHTen-Kokc
(/lor-PaHk)
x*=0,074;
p=0,786

CepefHe BUXKU-
BaHHA [95% A]]

MegiaHa BUXM-

MELERLTA BaHHA' [95% /]

>

64. OxupiHHA (3a IDF)

41,77+2,32
[37,21; 46,33]

41,80+3,21
[35,51; 48,09]

X2=3,204;

A64. oxupiHHA (3a ATPIII) p=0,073

i 43,60+2,06 _
[39,56; 47,6]
34,17+4,44

[25,47; 42,88]
rino/INBLL,

25,00£3,99
[17,17; 32,82]

X2=3,723;
p=0,054

i 44,51+2,25 _
[40,10; 48,91]
35,87+3,32

[29,35; 42,39]

26,00+4,99
[16,21; 35,79]

x>=1,447;

Fineptpurniuepupemis p=0.229

43,73+2,32

[39,19; 48,27]
39,00£3,34

[32,45; 45,55]

Ar

28,00

X’=1,896;
p=0,169

44,73+2,65
[39,54; 49,93]

39,55+2,73
[34,20; 44,89]

30,00

2=4,029;
ua Xp=0,045

y 43,93t2,12 B

[39,77; 48,09]
34,76+4,10

[26,73; 42,79]

27,00+1,87
[23,33; 30,67]

X=8,882;

MC (NCEP ATPIII) ' =0,003

i 45,06+2,13 _
[40,89; 49,23]
31,60+3,55
[24,64; 38,56]
42,14+1,91
[38,39; 45,89]

MC (IDF)

4220+2,07
[38,15; 46,52]
TaK 40,71+4,71 _
[30,94; 49,41]
Bci cnocre- 42,14+1,91

perKeHHsn [38,39; 45,89]
MpumiTka: * — yac, Koau KinbKicTb nogint gocarna 50%.

24,00+2,74

TaK [18,63; 29,37]

Bci cnocTe-
pexeHHn

X2=0,014;
p=0,906
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PucyHok 1 — KpuBi A,OXKNTTA NPOTATOM TPbOX POKiB CNOCTEPEIKEH-
HA 3aNeXHo Big HaaBHocTi MC (3a Bu3HaueHHsim NCEP ATPIII)
(metop Kannana-Maiiepa).
KannaHa-Mawiepa Ta perpecito Kokca 3 06pobKoto y nake-

Ti CTaTUCTUYHMX Nporpam PSSP.

Pe3ynbratu gocniayKeHHs Ta ix 06roBopeHHs.

Mig, Yac BKAOYEHHA NAUIEHTIB Y AOCNIAKEHHA y 32
(24,2%) naujeHTiB 3a IMT BMSABNEHO HAZ/IMLLKOBY Bary, Yy
22 (16,7%) — oxupiHHA | cT. Ta y 7 (5,3%) — oxKuMpiHHA |l
CT. ABAOMiHaNbHE OXMPIHHA 3 BEIMYMHOK OKPYHKHOCTI
Tanii 6inbw 94 cm gjarHoctoBaHo y 42 (31,8%) naujieHTiB;
3 BE/IMYMHOKO OKPYKHOCTI Tanii 102 cm Ta 6inbwe —y 24
(18,2%) yonosikis, y Tomy umcni, y 1 (4,2%) nauieHTis 3
HopMmasibHoto Baroto 3a IMT. L BusasneHo y 25 (18,9%).
AT piarHocToBaHo y 67 (50,8%) naujieHTis. Aucninigemito
BMABNEHO Y 98 (74,2%) NaLieHTIB: rinepxonectepuHeMmito
(3XC 6inbw 4,5 mmonb/n) BussneHo y 50 (37,9%), 36i1b-
LeHHA KoHueHTpauii XC-/INHLL, (6inbw 2,5 mmonb/n) —y
75 (56,8%), 3meHLwweHHs KoHueHTpauii XC-/IMBLL, (meHLw
1,0 mmonb/n) — y 39 (29,5%), rinepTpurniuepuaemis
(6inbw 1,7 mmonb/n) — y 45 (34,1%), 36inblweHHA KA
(6inblw 3,0) —y 46 (34,8%) nauieHTis. MC 3a BU3HaYEHHAM
IDF BusBneHo y 17 (12,9%) naujieHTiB, a 3@ BU3HAYEHHAM
NCEP ATPIIl —y 30 (22,7%). OKkpy»kHicTb Tanii Big 102 cm
Ta 6inblwe BuABAEHO y 16 nauieHTis 3 MC (53,3%), ane 3a
paxyHOK MOEAHAHHA IHWNX Map-
KepiB MeTabosliuyHMX MOpYyLUEHb
(y 11 naujeHTiB 0gHOYacHO cno-
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PUCYHOK 2 — KpuBi AOXKUTTA NPOTATOM TPbOX POKIB CNOCTEPEKEHHS
3anexHo Big HassHocTi L, (meTog KannaHa-Maiiepa).

CyTTEBMIA BNAMB Ha BiadaneHwit pesynbTaT NiKyBaH-
HA Takox mas LJ: (34,76+4,10) mic. npotu (43,93+2,12)
npu 1ioro BiacyTHocTi (x*=4,029; p=0,045 3a KpuTepiem
MoHTen-Kokc). Habnuskaeca [0 AOCTOBIPHOrO BMAUB
Ha BUXXMBAHICTb HAABHOCTI abAOMiIHANbHOIO OXMPIHHA
3a BM3HayeHHAM NCEP ATPIII: (34,17+4,44) mic. npoTtu
(43,60+2,06) (x?=3,204; p=0,073 3a KpuTepiem MOoH-
Ten-KoKc), a TaKoXK 3meHLWeHHA KoHueHTpau,ii XC-/TNBLL,
meHw 1,0 mmonb/n: (35,87+3,32) mic. npoTu (44,51+2,25)
mic. (x>=3,723; p=0,054 3a Kputepiem MoHTen-Kokc)
(tabn. 1).

BuaABneHi 3aKOHOMIPHOCTI AEMOHCTPYIOTb KPWUBI BU-
*uBaHocTi KannaHa-Mawepa (nobyaosaHi ansa HabinbLu
3HaYMMMX NOKa3HuKiB) (puc. 1, puc. 2).

JofatkoBo BN/MB MeTaboniyHMX MOPYLUEHb Ha TPU-
piYHY BUMKMBAHICTb NPOAHaNiI30BaHO 3a AOMNOMOFOH MO-
Aeni nponopuinHux pusnkis Kokca (Taén. 2).

Pe3ynbtaTi aHanisy BMXKMBaAHOCTI NalienHTiB 3 PM3 3a
Aonomoroto perpecii Kokca BuaBuau, LWo Halbinblue 3Ha-
YeHHA Mae HaasHicTb MC 3a Bu3HayeHHAM NCEP ATPIII
— Hanbinblwmnit KoediujeHT perpecii B — (0,801+0,279)
Ta KoeoiujieHT Banbaa — 8,223, BennunHa Exp(B) - 2,227

Tabnuua 2 — Pe3ynbTaTh aHaNi3y NPonopLiiiHOro pusnKy BUXKMBAHOCTI Na-
uieHTiB 3 PM3 3aneXxHo Big, HaABHOCTI meTaboniuHUX NopyLIeHb

ctepiraance U, rinoXC-/INBLL, - Cratuc-
Mo . KoediLieHT pe-| 3Hau. o
Ta Al, y 7 naujentis — UA, ri- MoKasHMK TUKa Exp(B) [95% A]]
. . rpecii (B+S.E.) B (p)

nepTrl Ta Al) 3arafbHa KifbKicTb Gl 72

Mpu nopiBHAHHI cepeanix | Fino/INBLL, 0,516+0,274 | 3,554 | 0,059 |1,676 [0,980; 2,866]
3HaYeHb Ta mepgiaHu Yacy Bu- |[linepTl 0,324+0,274 1,401 | 0,237 |1,383[0,808 2,365]
KMBAHHA NALEHTIB  3a/eXKHO |Al 0,365+0,270 1,830 | 0,176 |1,441[0,849; 2,447]
BifL HaABHOCTI MeTaboniyHux | L[ 0,579+0,296 | 3,825 | 0,050 (1,784 [0,999; 3,188]
nopyuweHb BUABNEHO MNEBHI 3a- | MC (3a NCEP ATPIII) 0,801+0,279 8,223 |0,004 (2,227 [1,289; 3,851]

KOHOMIipHOCTI. CepefHE BUXKMU-
BAHHSA NPW HAABHOCTI Byab-AKNX
MeTabosliyHUX nopyleHb 6yno

Tabnuusa 3 — Pe3ynbtatv aHani3y NponopLiiiHOro pUsuKy BUXKMUBAHOCTI
nauieHTiB 3 PM3 3anexHo Big HasBHOCTi MC

MEHLLMM, HiXX npu ix BigCyTHO- - | CTatuc-

CTi, ane CTaTUCTUYHO 3HauUMI LR Koed)l?éiHsT.Ep.;erpec“ szza Srad. (p)) - Exp(B) [35% A
%ﬁl;:\gl::g?ﬂ Mﬁcvﬂl;a “:;';iaq”eﬂ'j MC (3a NCEP ATPIII) -0,8010,279 8,223 | 0,004 | 0,449 [0,260; 0,776]
uam NCEP ATPIII: (31,6013,55) Bik < 70 p. -1,108+0,380 8,522 0,004 | 0,330[0,157; 0,695]
mic. npotu (45,06£2.13) mic, |BK270p. -0,634+0,438 | 2,099 | 0,147 | 0,53010,225; 1,251]
(X2=8,882; p=0,003 3a KpMTepiEM ISUP 1-3 -0,934+0,399 5,480 0,019 | 0,393 [0,180; 0,859]
MorTen-Kokc) (raén. 1). ISUP 4-5 ~0,175+0,400 0,192 | 0,661 | 0,839 [0,384; 1,837]
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[1,289; 3,851] (p=0,004). Ha apyromy micui 3a BRAu-
BOM Ha BUMXMBAHICTb — HasBHicTb LJ: KoediuieHT pe-
rpecii B — 0,579+0,296; Banbaa - 3,825; Exp(B) — 1,784
[0,999; 3,188], ane ue He Ma€e CTaTUCTUYHOTO 3HAYeH-
HA (p=0,05). HepocToBipHMM BWABMBCA BMAMB BCiX
iHLWIMX MOKa3HMKIB MeTaboniyHMX MopylweHb (3mMeH-
lWeHHA KoHueHTpauii XC-/INBLL (p=0,059) 36inbwieH-
HS KOHUeHTpauii Tpurniuepuais (p=0,237), HasBHICTb
abgomiHanbHoro oxupiHHa (p=0,081) Ta Al (p=0,176)
(tabn. 2).

JopatkoBo HaaBHicTb MC npoaHanizoBaHO B AKOCTI
KaTeropianbHoi 3miHHOI. BuasneHo, wo Exp(B) gopisHioe
0,449 [0,260; 0,776], wo Bianosigae BenmumHi HR (Hazard
Ratio), Ta 3anexHo Big, BiKy (4o 70 pokis Ta Big 70 p. Ta
cTaplue) i 3an1exHo Big, ctyneHs 3a ISUP (1-3 cT. Ta 4-5 cT.)
(Tabn. 3).

OTpuMaHi gaHi cBigyaTh, WO HeratusHui BRanMe MC
Ha TPbOXPIYHY BUMKMBAHICTb Npu PM3 6inbll BUPa3HUIA y
nauieHTis Bikom Ao 70 pokis. (Exp(B): 0,330 [0,157;0,695],
p=0,004) 3 HegoCTOBIpHMM BNAMBOM Y Bili Big 70 p. Ta
6inbwe (p=0,147). Kpim yboro, enave MC € gOCTOBIpHU-
MW y nauienTis 3 PM3 1-3 cT. 3a ISUP (Exp(B): 0,393 [0,180;
0,859], p=0,019) npu BiACYTHOCTI AOCTOBIPHOrO BNANBY Y
nauieHTiB 3 ISUP 4-5 cT. (p=0,661) (Taba. 3). Taknm unHom,
pe3ynbTaTh perpeciiHoro aHanisy ceigvaTb, WO HasABHICTb
MC Halbinblue 3HaYeHHs Ma€ y NaLiEHTIB BikoM meHLw 70
pokis Ta npu ISUP 1-3 cT.

Y3ara/ibHIOUYN OTPUMaHI pesynbTaTh, MOXKHaA CTBep-
O)KYBATU, WO MeTaboniyHi NOpyLIEeHHA MatoTb HeraTms-
HUIA BnavB nepebir PM3, npu3BOAAYM [0 3MEHLUEHHA
BUMKMBAHOCTI XBOpWX. Hanbinbwe 3HayeHHA mae MC 3a
Bn3HayeHHAM NCEP ATPIII Ta HaasHicTb L. Lle y3roaxy-
€TbCA 3 pe3ynbTaTaMm AOCNIAKEHD iHLWKMX aBTOPIB, 3rigHO
AkMM MC acouitoBaBca 3 bioximiuHUM peumanBom Ta 3
PO3BUTKOM KiCTKOBMX MeTacTasiB [21]. MauieHT 3 me-
TactatMyHMm PMN3 1a 3 MC Manm MeHLwmMiA Yac go nporpe-
CYBaHHA MyX/JIMHU, MEHLY BUXMBaHICTb. Li epekTn 3po-
CTanu npu 36inblUeHHi KinbKocTi KomnoHeHTiB MC [22].

Cepepg komnoHeHTiB MC 33 pe3ynbTaTamum HaLoro A0-
CNiyKeHHA HaNbiNbWNIA HeraTMBHUIA BNAMB Ha nepebir
PN3 mas UJ, wo niaTBepayKyeTbca i pesynbratamm ao-
cnigyKeHb iHWKX aBTOpiB. 30Kpema, D. Crawley Ta cniBaBT.
(2018) nig vac 36 gochigxeHb BuABMAK, WO LA 36inbLuy-
BAB PU3MK CMEPTI Big, yCiX NPUUMNH (Ha 37%-57%) Ta B MeH-
oMy cTyneHi cmepTHOcCTi Big, PM3 (Ha 25-30%) [23]. B me-
Ta-aHanisiJ. Lee Ta cnisasT. (2016) i3 3aranbHOO KifbKiCTIO
malixke 275 Tuc. naujieHTis LI, 36inbluyBaB CMEPTHICTb Big,
PMN3 Ha 29%, a cMepTHICTb Big, ycix npuymH Ha 37%. L4
2 TNy 36iNblyBaB PU3MK CMEPTi Bif, YCiX NPUYMH, ane

He 3HauyMmo cmepTi Big PM3 [24]. Kpim yboro, nosigom-
NIAOTb NPO HEeraTMBHUIM BMNMB Ha nepebir PM3 oXKMpPiHHA
[12]. BusiBNneHo HeraTMBHMUIM BNAMB 3MEHLLEHHA piBHA XC-
JINBLL, 3 pu3nkom peupnamsy Ta cmepTi Big PM3 [25], 3 mic-
ueBMm nporpecyBaHHam PM3 [17].

OfHaK € NoBiAOMIEHHSA i NPo Binbll CKAaAHI B3aEMo-
BigHOCMHM MixK PM3 Ta meTaboniyHMMKN NOPYLUEHHAMM.
Tak, L. Guerrios-Rivera Ta cniBaseT. (2023) BcTaHOBWAM
acoujauito MC 3 Pl3 BUCOKOrO CTyneHs pusnKy Npu Big-
CyTHOCTI 38’A3Ky 3 PI3 B wifiomy Ta 3 PI3 HM3bKOrO CTyne-
HA [15]. Y To# xe vac A. Blanc-Lapierre Ta cnisaBsT. (2015)
BCTaHOBWAM, Wo MC B aHamHesi (BiZ 3 KOMNOHeHTiB) byB
nos’A3aHuni 3i 3HMKeHMM pusmkom PM3 [26]..S. Kelkar Ta
cnigaBT. (2021) He BusBMAM acoujauii LI 3i cmepTHicTio
Bif, PaKy, MeTacTaTUYHUM Ta KacTpaT-pe3ncTteHTHUmM P13
cepes ycix naujeHTiB, ane BCTAHOBUAM CYTTEBUI 3B’A30K
LU y cnonyyeHHi 3 OXXMPiHHAM 3i CMePTHICTIO Bif, paKy Ta
3 KacTpaT-pe3suctetHum PM3. Y nauieHTis 3 L/, ane 6e3
OXMPIHHA BYyNN BUAB/MEHI 3BOPOTHI, X04a i He AOCTOBIp-
Hi, acoujauii [27]. Y pocnigxeHHaAx R. Arthur Ta cnisasT.
(2019) i S. Cheng Ta cnisaBT (2019) He BUABNEHO CYTTEBO-
ro BNAMBY MNOKAa3HMKIB NiNi4orpamm Ha BUKMBAHICTb NaLli-
eHTiB 3 PM3 [14, 28].

CynepeynuBsicTb pesynbTaTiB AoCNigxKeHb MOXKe byTn
NoACHeHa HeoAHO3HAYHOo iHTepnpeTauieto MC, TpuBa-
NICTIO Ta BUPA3HICTIO MeTaboniyHMX NopyLueHb, 0cobu-
BOCTAMM NiKyBaHHA MeTaboniyHMX NnopyLleHb Ta ix edek-
TMBHOCTI, HAABHICTIO A0AaTKOBMX aKTopiB, 30Kpema,
0COB/IMBOCTAMM TaKTUKM NiKyBaHHA P13, wo noTtpebye
[OLATKOBOTO BMBYEHHS Y LUIMPOKOMACLITABHUX [ocni-
OXeHb 3 BiANOBIAHNM AM3aNHOM.

BucHoBKw.

1. MC 3a Bn3HauyeHHam NCEP ATPIII ta LA aocToBipHO
3MeHLUYBaNN BUXKMBaHICTb NaLieHTIB 3 PM3.

2. AbaomiHanbHe OXMPIHHA 3i 36inbleHHA obcAary
Tanii 6inbw 102 cm Ta Ta 3MEHLUEHHA KOHUeHTpau,ii XC-
JINBLL, meHw 1,0 Mmonb/n He AOCTOBIPHO 3MEHLLIYBaAN
BMXKMBAHICTb NauienHTiB 3 PM3.

3. HasBHicTb MeTaboniyHMX NopyLueHb Y MNaLeHTIB 3
PM3 cnig po3rnsgati sk 4oaaTKoBUn GaKTop arpecusHo-
ro nepebiry 3axBOpPIOBaHHA Ta BPaxoByBaTW MOro nig, vac
BM3HAYEHHA TAaKTUKM JTIKyBaHHA.

MepcnekTUBM NOJANbLUMX AOCNIAXKEHD.

Y noganbluomy MNAaHYETbCA BUBYUTM MOKA3ZHUKU Ni-
nigHoro obmiHy y nauieHTtiB 3 PM3, Ta BM3HAYUTU fAK
MOXK/IMBY TPUrepHY posb B KaHLeporeHesi PM3 abo npo
NOTEHL,iNHY NPOrHOCTUYHY 3HAYMMICTb gMcAninigemii B ne-
pebiry PM3.
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BNAMB METABOJIIMHUX NOPYLLEHDb HA MEPEGIM PAKY NEPEAMIXYPOBOI 3A/103U

Han6aHpgaH T. A., AHTOHAH |. M.

Pe3stome. He3BaxKaroum Ha YMCeNbHI eKCnepuMMeHTasibHi Ta KAiHIYHI AOCNiXKEeHHA, BU3HAYeHHA ONTUMANbHOI
TaKTUKK NiKyBaHHSA paKy nepeamixyposoi 3a103u (PM3) € 4OCUTb CKAaAHUM 3aBAAHHAM i 3a/1€XKUTb Bif, pPU3UKY Npo-
rpecyBaHHA Ta MeTacTa3yBaHHA, AKMI OLIHIOETbCA 3@ O3HAKAMM arpecuMBHOCTI. 3 L€l TOYKM 30py NEPCreKTUBHUM
HaNpPAMKOM A0C/ig)KeHb € BUBYEHHA posii meTaboniyHoro cnHgpomy (MC) Ta MOro KOMMOHEHTIB B KaHUeporeHesi
PIM3 Ta MO*K/MBOCTI X 3aCTOCYBaHHA Yy NPOrHo3yBaHHi nepebiry 3axBoptoBaHHA.

Mema 0ocnioreHHA — BUSHaYeHHA BNANBY MeTaboNiYHOro CMHAPOMY Ta IOro KOMMNOHEHTIB Ha pe3ybTaTh NiKy-
BaHHA paKy nepeamixypoBoi 321031

06’ekm i MemoOu 0ocnidnceHHA. NpoaHanizoBaHO MeAMYHi KapTh CTaLLiOHAPHUX XBOPUX Ta aMbByNaToOPHI KapTKK
132 naujeHTiB. BuBYanMca AaHi aHTPONOMETPUYHOTO AOCNIAKEHHR (3picT, Bara, iHAeKc macK Tina (IMT), OKpY»KHICTb
Tanii), pesynbTaTn iHCTPYMEHTaNbHUX, NaTOMOPPONOriYHUX Ta N1abopPaTOPHUX METOAIB AoCNiaKeHHA. Ha niacTtasi
IMT BM3Ha4yanu aniMeHTapHMUI cTaTyc nauieHTa. [loaaTKOBO BMBYAAM NOKA3HMKIB MliNigorpamun: KOHLEHTpaLUio 3a-
raabHoro xonectepuHy (3XC), xonectepuHy AinonpoTeiHis HM3bKoI WinbHocTi (XC-/IMHLL), xonectepuHy ninonpoTe-
THiB BMCOKOI winbHocTi (XC-JINHLL) Ta Tpurniuepias (Tr) 3 po3paxyHKom KoedilieHTy aTeporeHHocTi (KA). MeTtabo-
NiyHnii cungpom (MC) BusHavanm 3a pekomeHgauismm National Cholesterol Education Program, Adult Treatment
panel Il (NCEP ATPIII)

OcHOBHI nogji Biabyn1ca NpoTarom TPbOX POKIB CNOCTEPEKEHHSA, TOMY Liei TepMiH 06paHO A1a aHani3y BUXKMBa-
HOCTi, AN1A KOr0 BUKOPUCTaHi Tabanui aoxKuTTa, metoa KannaHa-Maiepa Ta perpecito Kokca 3 06pobKoto y nakerTi
CTaTUCTUYHMX Nporpam PSSP.

Pe3ynbmamu 0ocnioxeHHSA. Npy NOPiBHAHHI cepeaHix 3HaYeHb Ta MeZiaHM Yacy BUKMBAHHA NALLIEHTIB 3a1eX-
HO Bif, HAABHOCTI MeTaboNiYHUX NOPYLLUEHb BUABAEHO NeBHi 3aKOHOMIpHOCTI. CepeHE BUMXMBAHHA NPW HAABHOCTI
6yab-AKMX MeTaboNiuHMX NopyLIEeHb BYN0 MEHLIUM, HiXK Npw iX BiACYTHOCTI, ane CTaTUCTUYHO 3HAYUMI BiMiIHHOCTI
6ynu nue npu HassHocti MC 3a BusHadeHHAMm NCEP ATPIII: (31,60+3,55) mic. npoTu (45,06+2,13) mic. (x*=8,882;
p=0,003 3a KpuTepiem MoHTen-Kokc).

PesynbTaTn aHanisy BMXKMBAHOCTI NauieHTiB 3 PM3 3a gonomoroto perpecii Kokca BUABUAW, WO Halibinblue 3Ha-
YyeHHA Mae HasaBHicTb MC 3a BM3HauyeHHAM NCEP ATPIIl — Halibinbluimii KoeodiuieHT perpecii B — (0,801+0,279) Ta
KoediuieHT Banbaa — 8,223, BennunHa Exp(B) — 2,227 [1,289; 3,851] (p=0,004). Ha apyromy micLi 3a BNIMBOM Ha BU-
MBaHICTb — HaaBHicTb LJ: KoediuieHT perpecii B—0,579+0,296; Banbga — 3,825; Exp(B) — 1,784 [0,999; 3,188], ane
LLe He MA€ CTaTUCTUYHOrO 3HavyeHHs (p=0,05). HegocToBipHMM BUABMBCA BMJIMB BCiX iHWMX NOKa3HMKIB meTaboniy-
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HUX NOpPYLUEHb (3MeHLWeHHA KoHLueHTpau,ii XC-/TNBLL (p=0,059) 36inblueHHA KOHUeHTpaLii Tpurniuepuais (p=0,237),
HaABHICTb abaomiHanbHoro oxmpiHHa (p=0,081) Ta Al (p=0,176).

BucHosKu. MC 3a Bu3HauyeHHam NCEP ATPIIl Ta U/ 4OCTOBIpHO 3MeHLIYyBaaAn BMMKMBAHICTb nauieHTis 3 Pl3.
ABAoOMiHaNbHE OXKUPIHHA 3i 36inbleHHA 0bcary Tanii 6inbl 102 cm Ta 3MeHLLeHHs KoHueHTpauii XC-/ITMBLL, meHw
1,0 MMOAb/N HE AOCTOBIPHO 3MEHLLYBAIN BUMMBAHICTb NauieHTis 3 PMN3. HaABHICTb meTaboniuHMX NOpyLLEeHb Y na-
uieHTiB 3 PM3 cnig po3rnagati Ak 4o4aTKOBUI GaKTOp arpecuBHOro nepebiry 3axBOprOBaHHA Ta BPAxOBYBaTK MOro
niJ, Yac BU3HAYEHHA TAKTUKM NiKyBaHHA.

Kno4oBi cnoBa: pak nepeamixypoBoi 3a71031, MeTaboniuHi NOpyLIEHHA, BUKUBAHHICTb.

IMPACT OF METABOLIC DISORDERS ON THE COURSE OF PROSTATE CANCER

Nalbandian T. A., Antonyan |. M.

Abstract. Despite numerous experimental and clinical studies, determining the optimal treatment strategy for
prostate cancer (PCa) remains a considerable challenge. It depends on the risk of disease progression and metastasis,
which is evaluated based on tumour aggressiveness. From this perspective, a promising direction of research is the
investigation of the role of metabolic syndrome (MS) and its components in the carcinogenesis of PCa, as well as the
potential application of these factors in predicting the course of the disease.

The aim of the study is to assess the impact of metabolic syndrome and its individual components on the
outcomes of prostate cancer treatment.

Object and research methods. Medical records of inpatients and outpatient files of 132 patients were analysed.
Anthropometric data (height, weight, body mass index (BMI), and waist circumference), as well as the results of
instrumental, pathological, and laboratory investigations, were studied. Nutritional status was assessed based on
BMI. In addition, lipid parameters were analysed: total cholesterol (TC), low-density lipoprotein cholesterol (LDL-C),
high-density lipoprotein cholesterol (HDL-C), and triglycerides (TG), along with the calculation of the atherogenic
coefficient (AC). Metabolic syndrome (MS) was defined in accordance with the criteria of the National Cholesterol
Education Program, Adult Treatment Panel Il (NCEP ATPIII).

The primary clinical events were recorded over a three-year follow-up period, which was therefore selected for
the survival analysis. Survival tables, the Kaplan-Meier method, and Cox regression analysis were employed, with
statistical processing performed using the PSSP software package.

Research results. When comparing the mean values and median survival times of patients depending on the
presence of metabolic disorders, certain patterns were observed. Median survival in patients with any metabolic
disorder was shorter than in those without; however, statistically significant differences were observed only in the
presence of metabolic syndrome (MS), as defined by the NCEP ATPIII: 31.60+3.55 months versus 45.06+2.13 months
(x* = 8.882; p=0.003, Mantel—Cox test).

The results of the survival analysis in patients with PCa using Cox regression revealed that the presence of
metabolic syndrome (MS), according to the NCEP ATPIII, was the most significant factor: the highest regression
coefficient B=0.801+0.279, Wald statistic = 8.223, and Exp(B) = 2.227 [95% Cl: 1.289-3.851]; p=0.004. The
second most influential factor on survival was the presence of diabetes mellitus, with a regression coefficient B =
0.579+0.296, Wald statistic = 3.825, and an odds ratio (Exp(B)) of 1.784 [95% CI: 0.999-3.188]; however, this result
did not reach statistical significance (p = 0.05). The effects of all other indicators of metabolic disorders were not
statistically significant: reduced HDL-C concentration (p=0.059), elevated triglyceride levels (p=0.237), abdominal
obesity (p=0.081), and hypertension (p=0.176).

Conclusions. MS, as defined by the NCEP ATPIII, and diabetes mellitus significantly reduced the survival of patients
with prostate cancer (PCa). Abdominal obesity (waist circumference >102 cm) and a reduced HDL-C concentration
(<1.0 mmol/L) did not significantly affect survival in this patient population. The presence of metabolic disorders in
patients with PCa should be considered an additional factor contributing to a more aggressive disease course and
should be taken into account when determining treatment strategy.

Key words: prostate cancer, metabolic disorders, survival.
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