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Pe3rome. AnkoronpHast 6one3nsb neuenu (ABIT) — 1o ciekTp 3a0oneBaHuil IeYeHN, BOSHUKAIOIINX
BCJIEJICTBHE YPE3MEPHOro ymoTpedneHus: ankorons. OHa MpencTaBisieT co0oil Io0allbHyI0 yrposy
37I0POBBIO, TJ€ LUPPO3 TEUCHH, BBI3BAHHBIM YHOTPEONCHHEM aJKOTOJsl, 3aHMMAaEeT 8- MECTO Cpeau
Haunbosee pacpoCTpaHEHHBIX HEMH(EKIMOHHBIX MIPUYMH CMepTH. Upe3MepHoe yrnoTpebieHne aaKoros
OKa3aJloch HamboJiee PacHpPOCTPAHEHHBIM (PAKTOPOM pPHUCKA PA3BUTHUS U MPOTPECCHPOBAHMS LUPpO3a
neueHu. L{uppo3 neuenn ocraercst BaKHOU 1100aIbHOM MPoOIEeMOit 31paBOOXpaHeHHs, Ha JIOTI0 KOTOPOTO
€XKEroJHO MPUXOAUTCA OKOJo 1,2 MUITMOHA CMEpTed, NMPH 3TOM PacIpOCTPAHEHHOCTb 3a00JIEeBaHUS
3aMETHO BapbupyeTcs no peruoHaM. B ctpanax Boctounoro CpenuzeMHomopss u FOro-Bocrounoi Azun
BBICOKHE TOKa3areiau oOycioBieHbl renatutamMu C 1 B cOOTBETCTBEHHO, B TO BpeMs KaK B 3amaJHBIX
CTpaHax paclpoCTpaHEHbl 3a00JIeBaHMs NEUCHH, CBA3aHHBIE C ynoTpebnenuem ankorois. B 2010 romy
Bbenapyce 3aHrMana nepBoe MECTO B MUPE 10 MOTpediIeHn o 17,5 1 YMCcTOro ankorois Ha AyIly HAceIeHUs
B roj. OnHaxko, 1o gaHHbIM BeemupHoii opranuszanuu 3apaBooxpanenus (BO3), k 2016 roxy norpednenue
aJIKOTOJIS Ha AyIly HaceneHus B benapycu causuinock a0 11,2 1. HecMmotps Ha 3Ty TenaeHuuto, benapych
OCTAaeTCs B YUCIIE CTPaH ¢ HAUOOJIBIIUM KOJTMYECTBOM JIET J)KU3HHU, TOTEPSHHBIX U3-3a aJIKOTOJIS.

KuroueBsle ciioBa: ankoronbHas 6one3nb neuenu (ABII), mumononucaxapuicBs3bpIBaloOmInii 610K
(LBP), onenka mo mkane Yaina-I1sto, OmoxuMudeckue MapKepbl, SCTPOTEH.

Resume. Alcohol liver disease (ALD) is a spectrum of liver conditions that arises due to excessive
alcohol consumption. It poses a global health threat where liver cirrhosis due to alcohol consumption takes
the lead as the 8th most common non-communicable cause of death. Excessive alcohol consumption has
proven to be the most prevalent risk factor in the development and progression of liver cirrhosis. Liver
cirrhosis remains a significant global health issue, accounting for approximately 1.2 million deaths
annually, with notable regional variations in prevalence. The Eastern Mediterranean and Southeast Asia
experience high rates due to hepatitis C and B, respectively, while alcohol-related liver disease is prominent
in Western countries. In 2010, Belarus was rated #1 in the world with 17.5 L of pure alcohol consumption
per capita per year. However, according to the World Health Organization (WHO), by 2016, per capita
alcohol consumption in Belarus has dropped to 11.2 L. Despite this improved trend, Belarus remains among
the countries with the most estimated years of life lost due to alcohol.

Keywords: alcoholic liver disease (ALD), Lipopolysaccharide binding protein (LBP), Child-Pugh’s
score, biochemical markers, estrogen.

Relevance. Globally, we can see an increasing trend of liver cirrhosis in females
compared to males, whereas in the European region, an increasing trend of liver cirrhosis in
males can be seen. However, several studies have continued to prove that females are more
prone to developing ALD compared to men at the same level of alcohol consumption.
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According to a research study conducted by Nobuhiro et al., it is proposed that excessive
alcohol consumption makes the gut permeable, thereby releasing endotoxins
(lipopolysaccharides), and the sex difference in alcoholic liver injury may be due to the
difference in the induction of CD14 and LBP (lipopolysaccharide binding protein) levels in
the liver, which can be influenced by oestrogen. This was determined by an investigation
about the effect of oestrogen on the response of Kupffer cells to endotoxins in rats. Serum
TNF-a levels were measured, and the levels were almost twice as high in oestrogen-
pretreated rats as compared with the controls. Further observations showed that oestrogen
sensitises Kupffer cells to endotoxins in vivo and increases both CD14 and LBP in the liver,
which leads to the sensitisation of the liver to endotoxin and thereby augments ethanol-
induced liver injury in females. Females may also have different alcohol pharmacokinetics
and pharmacodynamics compared to males. Females tend to have lower overall water
content and smaller stature than males, leading to higher blood alcohol concentrations for
the same amount of alcohol consumed. According to Frezza et al., females have less alcohol
dehydrogenase activity in the gastric mucosa, which leads to increased alcohol
bioavailability.

Aim: confirm sex differences in patients with liver cirrhosis, particularly in the
context of alcohol-related liver disease (ALD).

Objectives:

1. Investigate why women are more susceptible to alcohol-related liver disease (ALD)
than men at comparable levels of alcohol consumption.

2. Discuss the role of estrogen in increasing liver sensitivity to endotoxins and
ethanol-induced injury.

3. To analyze collected clinical data (e.g., biochemical markers, disease severity,
alcohol consumption patterns) stratified by gender.

Material and methods. Several cases from the gastrointestinal department at
Hospital 6 were reviewed, and just one Female patient met the required diagnosis of isolated
ALD was identified from the 6th City Clinical Hospital, and a male patient with a
comparable diagnosis was selected from the 3rd City Clinical Hospital.

We evaluated laboratory findings considering the following parameters: AST, ALT,
total protein, albumin, total bilirubin, GGT, and CRP. We also took into account cirrhosis,
ascites, hepatomegaly, encephalopathy, anaemia, and thrombocytopenia for the evaluation
of the severity of the disease. Additionally, we also calculated the Child-Pugh's score to
determine the extent of Liver failure.

Results and their discussion. A 59-year-old female patient and a 51-year-old male
patient were compared for the severity of ALD. The female drank frequently (diluted wine
and beer), and the male was an alcohol abuser (vodka). The male had AST and ALT levels
of 518.46 U/L and 479.21 U/L, respectively, with an AST/ALT ratio of 1.08. The female had
lower AST, ALT levels (156.1 U/L and 58.8 U), but with a higher AST/ALT ratio of 2.65
(fig. 1).

The male patient had normal ALP and elevated GGT (87.69 U/L), indicating
excessive alcohol use. Albumin was lower in the female (24.6 mg/L) compared to the male
(36.67 mg/L), with the female also presenting with ascites. CRP was significantly higher in
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the male (505 mg/L) compared to the female (12.52 mg/L). Bilirubin was elevated in both,
but higher in the male (101 mmol/L) compared to the female (55 mmol/L) (fig. 2).

Despite these differences, the female progressed to liver cirrhosis with ascites and
was classified as Child-Pugh Class C, while the male was categorized as Class B.

PATIENT |ALT AST/ALT CRP ;
(mg/L) |PROT.
(mmol/L) | CLASS
F 58.8 156.1 2.65 173 125 8 24.6 55.5 C
M 479.2 518.5 1.08 87.7 505 52.8 36.67 101 B

Fig. 1 — Table illustrating the results of the biochemical and instrumental tests

PATIENT CIRRHOSIS ASCITES ENCEPHALOPATHY | ANEMIA | THROMBOCYTOPENIA
F + + - + -

M : : : : +

Fig. 2 — Table illustrating the concomitant diseases related to their main diagnosis

Conclusion:

1. Lower body water content and smaller stature in women led to higher blood alcohol
concentrations for equivalent intake.

2. Reduced gastric alcohol dehydrogenase (ADH) activity in women resulted in
poorer first-pass alcohol metabolism and greater systemic exposure.

3. Estrogen-mediated mechanisms (e.g., Kupffer cell sensitization to endotoxins,
upregulation of CD14/LBP) exacerbated inflammatory liver injury, accelerating fibrosis
even at lower cumulative alcohol exposure.

4. Despite lower alcohol consumption levels, women in our study developed alcoholic
liver disease (ALD) at a higher rate than men, supporting the hypothesis of increased
biological vulnerability.
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