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The study included 88 (20 men, 68 women) patients with proximal femoral fracture aged 29 to 98 years (average age
72.97+13.17 years), among whom 27 cases of DVT were diagnosed by duplex ultrasound of the lower extremities before
surgery, which was 30.7%. These 27 patients with preoperative DVT constituted group |; group Il included 61 individuals
without thromboembolic complications before surgery. The analysis of the relationship between preoperative DVT and
clinical characteristics of patients was performed using univariate and multivariate regression analysis.

The most common risk factors for preoperative DVT in the setting of proximal femoral fractures are: female
patients, individual anamnesis of VTE, severe pulmonary disease, VTE family history, lower extremity venous
disease, osteoporosis, lower extremity inflammation. Significant risk factors for preoperative VTE in patients with
proximal femoral fractures were found to be a Caprini thrombosis risk score of >10 and an increase in the time from
injury to surgery of >6.5 days. The obtained results may be used to improve preoperative assessment algorithms for
patients with proximal femoral fractures. The application of the identified criteria may facilitate timely diagnosis of
venous thrombosis and optimize the strategy of preoperative preparation for surgical treatment. The Caprini VTE
risk score and the preoperative waiting time are independent predictors of the preoperative DVT development, with
an increase of one unit of measurement increasing the risk of thrombosis by 1.485 times (95% Cl [1.075-2.051],
p=0.016) and 1.166 times (95% ClI [1.001-1.357], p=0.048), respectively.
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Whether chronic kidney disease (CKD) is accompanied by a distinct biopsy phenotype of metabolic dysfunc-
tion-associated steatohepatitis (MASH) remains insufficiently defined. The aim is to determine which liver histologi-
cal features differ between MASH patients with stage I-1ll CKD and those without CKD. The study included 60 adults
with MASH and class | obesity, 30 in each renal-status group. Three samples from segments V and VIl were examined
per patient. Steatosis, its acinar distribution, inflammation, hepatocellular degeneration, and fibrosis were recorded.
Frequency differences were tested with Pearson’s chi-square test; odds ratios (ORs) with 95% confidence intervals
(Cls) were also calculated. CKD was accompanied by a higher frequency of S2-53 steatosis (97% vs 53%; p=0.0001),
microvesicular steatosis (83% vs 40%, p=0.0006), lobular inflammation >4 foci per field (43% vs 10%; p=0.0035), and
multiple hepatocellular degenerative changes (77% vs 40%, p=0.0040). Panacinar steatosis and moderate/marked
portal inflammation were likewise more common in the CKD group. F2-F3 fibrosis occurred in 47% versus 23%, but
the comparison did not reach the prespecified significance threshold (p=0.0581). F4 fibrosis was not observed in
either group. In this sample, CKD accompanied MASH with a broader steatotic distribution, stronger inflammatory
activity, and more extensive cellular degeneration. The fibrosis comparison remained inconclusive.

Key words: metabolic dysfunction-associated steatohepatitis, chronic kidney disease, liver biopsy, steatosis, fi-
brosis.
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Connection of the publication with planned re-
search work.

This article was prepared within the departmental
research project “Features of the Combined Course of
Internal Organ Diseases: Mechanisms of Mutual Aggra-
vation and Approaches to Pharmacological Correction”
(state registration number 0124U002435).

Introduction.

Metabolic dysfunction-associated steatotic liver
disease (MASLD) comprises a histological continuum
in which simple fat accumulation may coexist with in-
flammatory and hepatocellular changes characteristic
of metabolic dysfunction-associated steatohepatitis
(MASH) [1]. Fibrosis may develop as this tissue injury
persists, and its stage carries more prognostic informa-
tion than the amount of steatosis alone [2-4].

Kidney disease enters this clinical picture frequently.
Population-based and meta-analytic data link steatotic
liver disease with impaired renal function and subse-
quent chronic kidney disease (CKD) [5]. The overlap is
biologically plausible because hepatic and renal injury
share metabolic and systemic disturbances, including
insulin resistance, inflammatory activation, oxidative
stress, vascular dysfunction, and neurohumoral imbal-
ance [6, 7].

Yet the available liver—kidney literature is dominated
by serum markers, calculated scores, and elastography.
These tools are appropriate for risk stratification, but
they do not show where fat is distributed within the aci-
nus, whether a microvesicular component is present, or
how lobular, portal, and cellular lesions are arranged in
the tissue [7, 8].

Biopsy can describe these features in the same speci-
men and therefore remains useful when a detailed mor-
phological phenotype is required [8-10]. Direct biopsy
comparisons of MASH according to renal status, howev-
er, are scarce.

We therefore examined whether stage |-l CKD was
associated with a different pattern of steatosis, inflam-
mation, hepatocellular change, and fibrosis in patients
with MASH.

The aim of the study.

To compare liver histology in MASH according to the
presence or absence of stage |-l CKD. Particular atten-
tion was directed to steatosis, inflammatory activity, he-
patocellular alterations, and fibrosis.

Object and research methods.

Participants were 60 patients aged 35-57 years with
MASH and class | obesity.

Renal status defined two groups of equal size. Group
1 comprised 30 patients without CKD (17 women, 57%;
13 men, 43%). Group 2 comprised 30 patients with stage
I-11l CKD (18 women, 60%; 12 men, 40%). In the latter
group, CKD occurred in the setting of chronic complicat-
ed pyelonephritis during resolution of an exacerbation
or with a latent course. Patients with nephrotic syn-
drome were not included.

CKD required structural and/or functional evidence
of kidney damage persisting for at least three months.
Clinical assessment considered albuminuria and/or pro-
teinuria, urinary sediment changes, instrumentally doc-
umented structural abnormalities, and renal functional
measures.

Serum creatinine was measured in all patients. Cre-
atinine clearance was derived with the Cockcroft—-Gault

equation, whereas eGFR was calculated by MDRD and
CKD-EPI using an electronic calculator. CKD stage was
assigned from eGFR together with persistent structural
and/or functional evidence of kidney injury.

For histology, three cores were obtained from sep-
arate sites in liver segments V and VII. Percutaneous
biopsy was performed under continuous ultrasound
guidance and local anesthesia with a 16-G needle, using
a right-sided approach through the eighth to tenth inter-
costal spaces between the anterior axillary and midcla-
vicular lines.

All three cores were considered when assigning the
patient’s morphological characteristics. The statistical
unit was the patient, not the individual biopsy fragment.

Specimens were fixed for 22 hours in 10% neutral
buffered formalin, dehydrated through ascending eth-
anol concentrations, embedded in paraffin, and cut at
5 um. Routine sections were stained with hematoxylin
and eosin. Connective tissue was assessed with hema-
toxylin-picrofuchsin by Van Gieson and with the Gomori
method; argyrophilic fibers were demonstrated by Bo-
dian silver proteinate impregnation. Neutral lipids were
evaluated in frozen sections stained with Sudan scarlet
according to A.S. Gordeladze.

Morphology was classified according to E.M. Brunt
[9]. Steatosis grades were S1 (£33% of hepatocytes), S2
(>33-66%), and S3 (>66%). Zone 3 predominance, zone
1 predominance, panacinar distribution, and a microve-
sicular component were recorded separately.

Lobular inflammation was categorized as <2, 2—4, or
>4 foci per field of view. Portal inflammation, microgran-
ulomas, and large lipogranulomas were documented in-
dependently.

Hyaline-droplet, hydropic, and ballooning degenera-
tion were assessed semiquantitatively. Acidophilic bod-
ies, pigmented macrophages, megamitochondria, Mal-
lory bodies, and glycogenated nuclei were also recorded
and described as isolated or multiple according to their
distribution in the material examined.

Fibrosis staging followed the Brunt system [9]: FO, no
fibrosis; F1, perivenular, perisinusoidal and/or pericellu-
lar fibrosis in zone 3; F2, F1 changes plus portal fibrosis;
F3, septal/bridging fibrosis; and F4, cirrhotic remodeling.

Slides were examined with a Delta Optical Evolution
300 Trino Plan LED microscope; an Olympus C740UZ
camera was used for digital imaging.

All procedures complied with ICH Good Clinical Prac-
tice, applicable national ethical requirements, and the
principles of the World Medical Association Declaration
of Helsinki. The study protocol was reviewed and ap-
proved by the Bioethics Committee of Bukovinian State
Medical University. Written informed consent was ob-
tained from all participants before study participation.

Categorical variables are reported as n/N (%), with
whole percentages because each group contained 30
patients. Pearson’s chi-square test without continuity
correction was used for frequency comparisons. Statisti-
cal significance was set at p<0.05. ORs and 95% Cls were
calculated to describe association strength. No formal
multiplicity correction was applied; borderline p values
were considered together with effect estimates and Cls.
Calculations were performed in Primer of Biostatistics,
Version 4.03.
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Research results and their discussion.
The biopsy comparison showed a broader steatotic
and inflammatory pattern in the CKD group. The princi-
pal between-group differences in steatosis and inflam-
matory activity are summarized in table 1.
S2-S3 steatosis and the mi-

companied by portal/periportal inflammation or centri-
lobular necrotic changes.

Cellular alterations and fibrosis were evaluated next,
with the between-group comparisons presented in
table 2.

Table 1 - Steatosis and inflammatory features by CKD status

crovesicular  component  pro-
duced the largest group contrasts.

Panacinar spread was also more

frequent with CKD, indicating that

the difference concerned both the

amount and the distribution of
hepatic fat (table 1).

Inflammatory activity followed

the same direction: high-grade

Morphological feature I\:I],:g(l;i, MAS::;OCKD’ OR (95% Cl) p
$2-53 steatosis 16/30 (53%) | 29/30 (97%) 25'23181(i£S‘ 0.0001
Panacinar steatosis 6/30 (20%) | 15/30 (50%) |4.00 (1.27-12.58)| 0.0149
Microvesicular steatosis 12/30 (40%)| 25/30 (83%) |7.50 (2.24—-25.06)| 0.0006
Lobular inflammation >4 foci/Reld] /30 (109) | 13/30 (43%) | 6.88 (1.71-27.75) | 0.0035
Microgranulomas 12/30 (40%)| 20/30 (67%) | 3.00 (1.05-8.60) | 0.0384
m;’gs;ate/marke" portalinflam- | o 34 300) | 20/30 (67%) |4.67 (1.57-13.87)| 0.0045

lobular inflammation and moder-
ate/marked portal inflammation
were more common in the CKD group. The microgran-
uloma comparison (p=0.0384) warrants cautious in-
terpretation because several morphological endpoints
were tested (table 1).

Representative histological patterns are illustrated in
figures 1-3. Figure 1 shows S1 macrovesicular steatosis
in MASH, whereas figures 2 and 3 demonstrate S2 and
S3 steatosis, respectively, in MASH with stage Il CKD, ac-

O TR R

Figure 1 — MASH: macrovesicular steatosis in approximately 25%
of hepatic parenchyma (S1). Stain: Slinchenko.
Magnification: Obj. x20; Oc. x10.

oy R

in approximately 45% of hepatic parenchyma (S2) with portal
and periportal inflammation. Stain: hematoxylin and eosin.
Magnification: Obj. x20; Oc. x10.

Notes: values are n/N (%); OR compares MASH+CKD with MASH without CKD; ClI, confidence
interval; p, Pearson chi-square test.

Multiple hepatocellular degenerative changes and
multiple glycogenated nuclei were significantly more
frequent in patients with CKD (table 2).

Pigmented macrophages and megamitochondria
were numerically more frequent with CKD, but neither
comparison reached p<0.05.

F2—F3 fibrosis was found more often in the CKD
group (47% vs 23%); however, p=0.0581 and the 95%
Cl for the OR included 1. F4 was not identified in either
group (table 2).

A representative histological example of F3 fibrosis in
MASH with stage 1l CKD is shown in figure 4.

Taken together, the quantitative comparisons in
tables 1 and 2 and the representative micrographs in
figures 1-4 highlight three observations. CKD was asso-
ciated with a larger steatotic burden and wider acinar
spread, with stronger lobular and portal inflammation,
and with more extensive degenerative change in he-
patocytes. The distinction between groups therefore
emerged from the combination of lesions rather than
from a single histological sign.

The steatosis findings are notable for both quantity
and topology. S2-S3 was far more common with CKD,
and panacinar involvement replaced the more limited
distribution seen more often in patients without renal
disease. Because the confidence interval around the OR

Figure 3 — MASH with stage Il CKD: macrovesicular steatosis in
approximately 75% of hepatic parenchyma (S3) with centrilobular
hepatocellular necrosis extending into the lobule. Stain:
hematoxylin and eosin. Magnification: Obj. x20; Oc. x10.
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Table 2 — Hepatocellular alterations and fibrosis by CKD status

tion, microvesicular

Morphological feature '\ﬂ'gg’ MAS::;OCKD’ OR (95% Cl) p ;taef':l?:(lesi:lt-specc?;?c
Multiple hepatocellular degenerative changes | 12/30 (40%) | 23/30(77%) |4.93 (1.61-15.07) | 0.0040 | inflammation, and
Multiple pigmented macrophages 6/30(20%) | 12/30(40%) | 2.67(0.84-8.46) | 0.0910 | cellular degenera-
Multiple megamitochondria 3/30 (10%) 8/30 (27%) 3.27 (0.77-13.83) | 0.0953 | tion.
Multiple glycogenated nuclei 6/30 (20%) 15/30 (50%) |[4.00(1.27-12.58)| 0.0149 Fibrosis requires
F2—F3 fibrosis 7/30 (23%) 14/30 (47%) 2.88(0.95-8.72) | 0.0581 | the most conser-

Notes: values are n/N (%). OR compares MASH+CKD with MASH without CKD; CI, confidence interval; p, Pearson

chi-square test.

Figure 4 — MASH with stage 11l CKD: macrovesicular steatosis
in approximately 54% of hepatic parenchyma (S2), marked
perisinusoidal and centrilobular fibrosis in zone 3, and portal/
periportal fibrosis with septa (F3). Stain: Slinchenko.
Magnification: Obj. x20; Oc. x10

for S2-S3 was wide, the direction of this difference is
more reliable than the exact size of the effect estimate.

The frequent microvesicular component adds a cel-
lular dimension to this pattern. Disturbances in fatty-ac-
id handling, B-oxidation, and mitochondrial metabolism
are recognized in MASH [11, 12], but our study did not
measure these pathways. The numerical excess of me-
gamitochondria in the CKD group therefore cannot be
taken as proof of mitochondrial dysfunction.

Inflammation also separated the groups. Both lobu-
lar and portal activity were greater in patients with CKD.
Chronic inflammatory activation, oxidative stress, vascu-
lar abnormalities, and neurohumoral changes described
in CKD offer a plausible biological background [6, 7], yet
they remain explanatory hypotheses here because no
circulating or tissue markers of those pathways were
measured. Microgranulomas should not be overempha-
sized. Their p value was 0.0384, the lower limit of the
OR confidence interval lay close to 1, and the analysis
covered several histological endpoints without a formal
multiplicity adjustment. This finding is best viewed as
supportive rather than decisive.

The excess of multiple degenerative hepatocellular
changes indicates that the CKD-associated phenotype
extended beyond fat accumulation. The study category
“multiple degenerative changes” was broader than the
standardized concept of ballooning and should not be
interpreted as a substitute for a ballooning score [8, 10].

These tissue data add a morphological layer to the
epidemiological association between steatotic liver dis-
ease and CKD reported by Mantovani et al. and subse-
guent meta-analytic work [5, 13]. Most of that evidence
is derived from clinical or non-invasive definitions; bi-
opsy permits direct assessment of acinar fat distribu-

vative reading. As
shown in table 2,
F2-F3 was almost
twice as frequent numerically in the CKD group, but the
comparison remained above the p<0.05 threshold and
its OR confidence interval crossed 1. The data therefore
support a numerical difference only, not a confirmed
association with advanced fibrosis. Figure 4 illustrates
the morphology of F3 fibrosis in an individual case and
should not be interpreted as group-level evidence of
faster fibrogenesis.

They also say nothing about the rate of fibrogene-
sis. A single biopsy cannot establish progression. This
distinction matters because fibrosis stage, rather than
steatohepatitis activity alone, is closely related to long-
term liver outcomes [4,14,15].

Clinically, the findings favor careful fibrosis risk strat-
ification rather than wider use of biopsy. Current guid-
ance prioritizes serum-based algorithms and liver-stiff-
ness assessment for this purpose [2, 3]. A useful next
step would be to relate the histological phenotype to
eGFR, albuminuria, non-invasive fibrosis indices, and
elastography, as suggested by recent liver—kidney evi-
dence [16].

Interpretation is constrained by the study setting.
Each group contained 30 patients, recruitment was
from a single center, and morphology was sampled at
one time point. Small or moderate effects may therefore
have remained unresolved.

Generalizability is also limited: all participants had
class | obesity, and CKD in the comorbid group occurred
with chronic complicated pyelonephritis. Other CKD eti-
ologies and metabolic phenotypes may show a different
histological profile.

Finally, three cores from segments V and VIl im-
proved tissue coverage but could not remove the inher-
ent sampling variability of liver biopsy.

Within these limits, the most reproducible signal was
the joint presence of broader steatosis, more frequent
microvesicular fat, stronger lobular and portal inflamma-
tion, and more extensive hepatocellular degeneration in
patients with CKD. The fibrosis difference remained de-
scriptive rather than statistically established.

Conclusions.

Stage |-Ill CKD accompanied MASH with a broader
steatotic pattern, more active lobular and portal inflam-
mation, and more widespread hepatocellular degenera-
tion. F2—F3 fibrosis was more frequent numerically, but
the difference was not statistically confirmed.

Prospects for further research.

Larger prospective studies should test these biop-
sy patterns across CKD stages and etiologies and relate
them to eGFR, albuminuria, non-invasive fibrosis scores,
and elastographic measurements.
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MOP®ONOINYHI OCOBNMUBOCTI YPAXKEHHA MEYIHKM MPU METABO/IIMHO-ACOLIMOBAHOMY CTEATOIENA-
TUTI 3A KOMOPBIAHOCTI 3 XPOHIYHOK XBOPOBOKO HUPOK

AHTOHIB A. A., AHTOHIB H. A.

Pestome. MoenHaHHA meTaboniyHo-acouitoBaHoro creatorenatuty (MASH) i3 xpoHiuHOI XBOpPO6O HMPOK
(XXH) morke cynpoBoAKyBaTWUCS BiMIHHOCTAMM CTPYKTYPHOTO YpaKeHHs MeviHKK, ogHaK besnocepeaHix bioncii-
HUX NOPIBHAHb 3a/1€XHO Big, HUPKOBOTO CTATYyCy 3a/IMLIAETLCA HeAOCTaTHbO. MeTa AocnigKeHHA — MOPIBHATU MOp-
$ONOriYHI XapaKTEPUCTUKM NeYiHKK y xBopux Ha MASH 3 XXH I-Ill ctagin Ta 6e3 HMpKoBoi KomopbiaHocTi. o ao-
cnigxeHHA BrAtoveHo 60 nauieHTiB Bikom 35-57 pokis i3 MASH Ta oXupiHHAM | cTyneHa. MepLwy rpyny CTaHOBUAMU
30 xBopux 6e3 XXH, apyry — 30 nauieHTiB i3 XXH I-lll cTtagiii Ha TAi XpOHiYHOro ycknagHeHoro nienoHedputy. Y
KOXKHOTO MaLjieHTa AOCNiAXKYBaAM TPK BionTaT NeYiHKKM, OTpMMaHI 3 pisHux ainaHok V i VII cermeHTis. OuiHoBanu
CTYNiHb | aUMHAPHWUI PO3MOAIN CTEATO3Y, MIKPOBE3UKYAAPHUIA KOMMNOHEHT, 106YyNAPHE Ta NOpTa/bHE 3ananeHHs,
ancTpodivHi 3miHKM renatoumTis i Gibpo3 3a Kputepiamm E.M. Brunt. CTaTUCTMYHOO oanHULeto ByB nauieHT. YacTo-
TN NOPIBHIOBANM 33 KpuTepiem Xi-kBagpaT [MipCoHa; BM3HAYaNM BigHOLWEHHA wWaHciB Ta 95% posipyi iHTepsanu. Y
rpyni 3 XXH yacTiwe peectpysanu cteatos S2—-S3 — 97% npotu 53% y nauieHTis 63 XXH (p=0,0001), naHaumMHapHWI
po3noain — 50% npotn 20% (p=0,0149) Ta MiKPOBE3UKYNSAPHUI KOMMNOHEHT — 83% npotu 40% (p=0,0006). /loby-
NApHe 3ananeHHA noHag 4 BorHuwa y noni 3opy sBuasaanu y 43% npotm 10% (p=0,0035), a nomipHe abo 3HayHe
nopTanbHe 3ananeHHa —y 67% npotn 30% (p=0,0045). MHOXWHHI AUCTPOdIYHI 3MiHM renaTouMTiB BU3HAYEHO Y
77% naujienTiB i3 XXH Ta y 40% 6e3 XXH (p=0,0040); MHOXWHHI rnikoreHisoBaHi agpa — BignosigHo y 50% i 20%
(p=0,0149). YactoTa F2-F3 ¢ibpo3sy cTaHoBMAa 47% y rpyni 3 XXH i 23% y rpyni 6e3 XXH, ogHaK us BigMiHHICTb He Ao-
cArna cTaTucTUYHol 3HavywocTi (p=0,0581); F4 He BMABNEHO. TAKMM YMHOM, Y AOCAIAKEHI BUBipLi HaaBHICTb XXH
I-11l ctagii npu MASH acouitoBanaca 3 6i/ibll NOWMPEHNUM CTEATO30M, aKTUBHILLIMMU N0BYAAPHUMM Ta NOPTaSbHU-
MW 3aMasbHUMKM 3MiHaMM i BiNbLLIOKD NoWKpeEHicT0 AUcTpodiuHMX 3MmiH renatoumTis. LLoao ¢ibposy BctaHoBNAEHO
Jivule ymcenbHe nepeBaxkaHHA F2-F3 y nauieHTiB i3 XXH 6€3 cTaTUCTMYHOTO NiATBEPAKEHHS MiXKIPYnoBOT PisHUL,.

Knto4oBi cnoBa: meTaboniyHO-acoLiioBaHUMI cTeaTorenaTuT, XpoHiyHa xBopoba HMPOK, bioncis nedyiHKuM, cTea-
T03, $ibpos3.

MORPHOLOGICAL FEATURES OF LIVER INJURY IN METABOLIC DYSFUNCTION-ASSOCIATED STEATOHEPATITIS
WITH COMORBID CHRONIC KIDNEY DISEASE

Antoniv A. A., Antoniv N. A.

Abstract. Direct biopsy comparisons of metabolic dysfunction-associated steatohepatitis (MASH) according to
chronic kidney disease (CKD) status remain limited. The aim of this study was to compare liver morphology in pa-
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tients with MASH with and without stage I-IIl CKD. Sixty patients aged 35-57 years with MASH and class | obesity
were included. Thirty patients had no CKD, whereas 30 had stage I-Ill CKD associated with chronic complicated py-
elonephritis. Three liver biopsy cores from separate areas of segments V and VIl were examined for each participant.
Steatosis grade and acinar distribution, microvesicular steatosis, lobular and portal inflammation, hepatocellular
degenerative changes, and fibrosis were assessed according to the E.M. Brunt criteria. The patient, rather than
each biopsy fragment, was the statistical unit. Group frequencies were compared using Pearson’s chi-square test;
odds ratios and 95% confidence intervals were calculated. S2—-S3 steatosis was identified in 97% of patients with
CKD and 53% of those without CKD (p=0.0001). Panacinar steatosis occurred in 50% versus 20% (p=0.0149), and a
microvesicular component in 83% versus 40% (p=0.0006). Lobular inflammation exceeding four foci per field was
recorded in 43% versus 10% (p=0.0035), while moderate or marked portal inflammation occurred in 67% versus
30% (p=0.0045). Multiple hepatocellular degenerative changes were present in 77% of patients with CKD and 40%
without CKD (p=0.0040); multiple glycogenated nuclei were observed in 50% and 20%, respectively (p=0.0149).
F2-F3 fibrosis was found in 47% of the CKD group and 23% of the non-CKD group, but the difference was not statis-
tically significant (p=0.0581); F4 fibrosis was absent. Thus, in this cohort, stage I-Ill CKD accompanying MASH was
associated with a broader steatotic pattern, greater lobular and portal inflammatory activity, and more extensive
hepatocellular degeneration. The fibrosis finding remained numerical rather than statistically confirmed and should
not be interpreted as evidence of faster fibrogenesis.

Key words: metabolic dysfunction-associated steatohepatitis, chronic kidney disease, liver biopsy, steatosis, fi-
brosis.
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ANHAMIKA AAKOCTI JKUTTA TA GYHKLIOHA/IbHOTO CTAHY NALLIEHTIB NIC/A
PAAUKANBHOT NPOCTATEKTOMII 3A ONUTYBAZIbHUKOM EORTC QLQ-C30:
NOBIKOBUIM AHANI3

HauioHanbHMi1 yHiBEpCcUTET OXOPOHU 380p0B'A YKpaiHu imeHi M.J1. Lynuka (m. Kuis, YkpaiHa)
reznikvlad94@gmail.com

PaduKasnbHa npocmameKmomis € 00HUM i3 OCHOBHUX Memodi8 paduKanbHO20 MiKy8aAHHA PaKy nepedmixyposoi
30103U, npome il pe3ynbmamu BU3HAYAOMbLCA HE AUWe OHKO/02iYHOK edekmusHicmio, a (i xapakmepom
nicasonepayiliHo2o 8i0HOB/EHHSA, piBHEM MOBCAKOEHHOI aKMuUsHOCMI ma supaxceHicmio cumnmomis. Memoro
0ocnioxceHHa byano ecmaHosumu ocobausocmi OUHAMIKU AKOCMi ¥ umms ma ¢yHKYiOHAAbHO20 CMAHy nayieHmis
Pi3HUX 8iKOBUX 2pyr NicaA paduKasabHOI npocmamekmomii. O6cmexceHo 214 xeopux HA PaK rnepedmixyposoi 3a7103u
8ikom 52—-80 poKis, AKUM BUKOHAHO padUKaAsbHY MPOCMAameKmomito 3 BUKOPUCMAHHAM AarapoCcKoniYHOI mexHiKu.
OyiH8aHHA Nposodusu 3a onumysansHukom EORTC QLQ-C30 do ornepamusHo20 8mpyyaHHs, Yepes 6 ma 12 micayis
nicas Hb020. AHAAI3 hYHKYIOHAAbHUX MOKA3HUKI8 30C8i04U8 ix icmomHe rozipweHHs yepes 6 micauyis nicas onepayii.
Halibinew supaxceHi 3MiHU cmocysanucs ¢i3u4yHoi sumpusanocmi, 30amMHOCMi BUKOHY8AMU MOBCAKOEHHI Cripasu,
npogeciliHoi disneHocmi ma 6pamu yyacme y 38U4HUX 8UOax 0038isa4. OOHOYACHO CrIOoCMepi2anocsa 3POCMAHHA
CUMMMOMHO20 HABAHMUAMEHHA, 30KpeMa iHmeHcusHocmi 600, cnabkocmi, nompebu y 8i0NOYUHKY, NOpyuieHb
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