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Aim: to demonstrate the need for a detailed differential diagnosis and selection of therapy in a patient with decom-
pensated liver cirrhosis of combined etiology (HCV infection and primary sclerosing cholangitis).
Key points. The patient came to the clinic with complaints of shortness of breath with minimal physical activity, ab-
dominal enlargement, swelling of the legs, yellowness of the skin, and severe weakness. The complaints arose two 
months after suffering from left-sided focal pneumonia. Laboratory tests revealed signs of systemic inflammation, 
liver failure, and acute kidney injury. According to the results of instrumental studies, massive hydrothorax was noted 
in the right pleural cavity. The patient underwent a series of thoracentesis, and a total of about four liters of non-in-
flammatory pleural fluid was evacuated. Differential diagnosis was based on the presence of dyspnea and respiratory 
failure. The patient received effective antiviral therapy with drugs using an interferon-free regimen. Subsequently, 
conservative therapy was carried out, against the background of which the symptoms regressed and the patient’s 
condition improved.
Conclusions. Hepatopleural syndrome is a serious complication in patients with decompensated liver cirrhosis, al-
though it does not always appear secondary to massive ascites. To resolve hepatic hydrothorax, it is necessary to 
carry out diuretic therapy, replacement transfusion therapy with albumin preparations, and if there is a large amount 
of fluid in the pleural cavities, therapeutic and diagnostic thoracentesis is recommended.
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Рецидивирующий массивный гидроторакс у пациентки 
с декомпенсированным циррозом печени
К.С. Землянухина*, И.Н. Тихонов, М.С. Жаркова, О.Ю. Киселева, Р.Т. Рзаев, В.Т. Ивашкин 
ФГАОУ ВО «Первый Московский государственный медицинский университет им. И.М. Сеченова» Министерства 
здравоохранения Российской Федерации (Сеченовский Университет), Москва, Российская Федерация

Цель: продемонстрировать необходимость подробного дифференциального диагноза, подбора терапии 
у пациентки с декомпенсированным циррозом печени сочетанной этиологии (HCV-инфекция и первичный 
склерозирующий холангит).
Основные положения. Пациентка обратилась в клинику с жалобами на одышку при минимальной физиче-
ской нагрузке, увеличение живота в объеме, отеки ног, желтушность кожных покровов, выраженную слабость. 
Жалобы возникли через 2 месяца после перенесенной левосторонней очаговой пневмонии. Лабораторно 
выявлены признаки системного воспаления, печеночной недостаточности, острого повреждения почек. 
По результатам инструментальных исследований отмечался массивный гидроторакс в правой плевральной 
полости. Пациентке проведена серия торакоцентезов, суммарно эвакуировано около 4 литров плевральной 
жидкости невоспалительного характера. Дифференциальный диагноз проводился исходя из наличия одыш-
ки и дыхательной недостаточности. Пациентке проведена эффективная противовирусная терапия препара-
тами по безинтерфероновой схеме. В дальнейшем проводилась консервативная терапия, на фоне которой 
симптомы регрессировали, состояние пациентки улучшилось.
Заключение. Гепато-плевральный синдром является грозным осложнением у пациентов с декомпенсиро-
ванным циррозом печени, при этом не всегда появляясь вторично на фоне массивного асцита. Для разре-
шения печеночного гидроторакса необходимо проводить диуретическую терапию, заместительную транс-
фузионную терапию препаратами альбумина, при большом количестве жидкости в плевральных полостях 
рекомендуется проведение лечебно-диагностического торакоцентеза.
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Introduction
Liver cirrhosis (LC) in the stage of decompensa-

tion is characterized by the development of compli-
cations, among which the most common are jaundice, 
variceal bleeding, hepatic encephalopathy, liver fail-
ure and infections. The prognosis of patients with 
cirrhosis is determined precisely by the development 
of complications, which are the first symptoms of 
chronic liver disease (CLD) in more than 70 % of 
patients [1].

This article presents a clinical observation of a 
patient with liver cirrhosis of autoimmune and viral 
etiology and massive hydrothorax, which required a 
detailed differential diagnosis, repeated thoracente-
sis and selection of conservative therapy.

Clinical case
Patient G., female 58 years old, was admitted 

to the V.Kh. Vasilenko Clinic of Propaedeutics of 
Internal Medicine, Gastroenterology and Hepatology 
(Sechenov University) in April 2023 with complaints 
of inspiratory shortness of breath with minimal phys-
ical activity (such as housework, walking along the 
corridor), enlarged abdomen, swelling of the legs, 
yellowing of the skin, severe general weakness. The 
leading complaint was inspiratory dyspnea.

From the medical history it is known that in 1998, 
during a routine examination of the patient, markers 
of hepatitis C were first detected. The route of in-
fection, its duration and genotype of the virus were 
unknown. She was observed at her place of residence, 
did not receive antiviral therapy, and the patient’s 
health remained satisfactory.

In 2020, the patient suffered a moderate 
COVID-19 infection, after which the woman devel-
oped nosebleeds, and a clinical blood test revealed 
deep thrombocytopenia (< 50,000 U/µL) for the first 
time. She had not undergone a detailed examination 
at the time of the onset of symptoms. Subsequently, 
bleeding did not recur.

In February 2022, the patient suffered a second 
COVID-19 mild infection and received symptomat-
ic therapy. At the end of the month, she noticed 
an increase in the volume of the abdomen, swell-
ing of the lower extremities up to the middle third 
of the legs, a decrease in diuresis, and inspiratory 
shortness of breath appeared with moderate physical 
activity (climbing stairs). According to ultrasound 
examination of the abdominal organs, hepatomegaly, 
uneven contours of the liver, and ascites were noted. 

Ключевые слова: цирроз печени, портальная гипертензия, пневмония, гидроторакс, гепато-плевральный 
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From the beginning of March 2022, the patient in-
dependently began taking diuretic drugs: spironolac-
tone 200 mg and furosemide 80 mg everyday. Against 
this background, the severity of edematous-ascitic 
syndrome decreased, but shortness of breath and 
weakness persisted.

For further treatment, the patient was hospital-
ized in a hospital at her place of residence, where 
she was first diagnosed with liver cirrhosis of viral 
HCV etiology, class C according to Child — Pugh. 
Clinical blood test revealed normochromic mild nor-
mocytic anemia, thrombocytopenia up to 45,000 U/µL, 
ESR increased up to 53 mm/h. In a biochemical 
blood test — an increase in the activity of serum 
transaminases by 4 times (aspartate aminotransfer-
ase > alanine aminotransferase, which is observed at 
the stage of liver cirrhosis, although it also occurs 
with alcoholism; the patient denies drinking alcohol), 
an increase in cholestasis markers: total bilirubin 
level — up to 53.1 μmol/L due to the direct fraction 
(normal level — up to 21 μmol/L), gamma-gluta-
mine transpeptidase — up to 375.5 U/L (normal 
level — up to 73 U/L), alkaline phosphatase — 
up  to 709 U/L (normal level — up to 360 U/L), 
as well as hypoalbuminemia up to 32 g/L (normal 
level — more than 35 g/L) as a manifestation of 
protein synthetic insufficiency (along with hypoco-
agulation according to standard tests — increased 
INR, decreased prothrombin index. Increased ferri-
tin level to 850.7  mcg/L (normal level — up to 
150 mcg/L) and increased level of C-reactive protein 
(up to 2.5  norms) can be interpreted as a sign of sys-
temic inflammation in a patient with decompensated 
cirrhosis. Tests for HBsAg (PCR, anti-HBs, HBsAg) 
and HIV were negative.

Ultrasound of the abdominal organs shows signs 
of liver cirrhosis, portal hypertension (splenomeg-
aly, ascites). An endoscopic examination revealed 
grade 2 varicose veins of the esophagus without the 
threat of bleeding.

From the life history it is known that patient 
was born in 1964, she grew and developed normal-
ly as a child and did not lag behind her peers. She 
does not smoke, does not drink alcohol. The woman 
has higher education, specialty — obstetrician-gy-
necologist. There is no allergic history. The patient 
is a widow, two adult daughters are healthy. The 
mother has a peptic ulcer of the stomach and duode-
num, cholelithiasis. The patient's father has a histo-
ry of arterial hypertension and acute cerebrovascular 
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accident at the age of 70 years. There are no brothers 
or sisters. There were no injuries or operations. On 
the skin of the trunk and upper extremities there are 
areas of depigmentation similar to vitiligo.

She first contacted the Clinic of Propaedeutics of 
Internal Medicine in May 2022 with complaints of 
severe skin itching mainly at night, decreased muscle 
mass, and general weakness.

During an objective examination, attention was 
drawn to traces of scratching on the lower extremi-
ties, icterus of the sclera; with deep palpation of the 
abdomen, the liver was moderately painful, protrud-
ed from under the edge of the costal arch by 2 cm 
along the right midclavicular line, dense, lumpy, the 
edge was rounded.

According to laboratory tests, signs of normochro-
mic anemia, and bilinear cytopenia, liver failure per-
sisted: hyperbilirubinemia — up to 2.5 norms due to 
both fractions, hypoalbuminemia — up to 30 g/L, 
decrease in prothrombin level up to 49 %, increase in 
INR — 1.5. Moderate biochemical activity remained 
and the level of immunoglobulins class M and G 
increased to 1.5 norms. For the first time, the geno-
type of the hepatitis C virus was determined — 1b.

Ultrasound of the abdominal organs showed hep-
atomegaly, unevenness and tuberosity of the contours 
of the liver (as one of the signs of cirrhosis), signs 
of portal hypertension syndrome — splenomegaly  
128 × 53 mm, dilatation of the veins of the portal 
system (portal and splenic), recanalization paraum-
bilical vein, the presence of porto-systemic shunts, 
minimal ascites. There were no signs of focal liver 
formations or thrombosis in the portal vein system.

Noteworthy was the increase in markers of 
cholestasis [2]. Along with skin itching, female gen-
der and the presence of an autoimmune skin disease 
(vitiligo), this suggested a combined etiology of liver 
damage — autoimmune (in particular, primary biliary 
cholangitis or primary sclerosing cholangitis, possi-
bly in combination with autoimmune hepatitis). The 
patient's titer of autoantibodies was examined: anti-
mitochondrial (AMA-M2, anti-GP210, anti-SP100), 
antibodies to liver and kidney microsomes, to smooth 
muscles — within normal limits, antinuclear factor 
on the Hep2 cell line — 1 : 160 (clinically insig-
nificant increase). This allowed us to exclude auto-
immune hepatitis and primary biliary cholangitis as 
causative factors of cirrhosis. To further exclude bile 
duct involvement, the patient underwent magnetic 
resonance cholangiopancreatography.

An alternation of areas of uneven narrowing and 
expansion of the intrahepatic bile ducts is deter-
mined: segmental ducts of the right lobe — up to 
2.8 mm; sectoral ducts — up to 2.2 mm; segmental 
ducts of the left lobe — up to 2 mm; the right lobar 
duct — up to 3.5 mm; the left lobar duct — up to 
3.7 mm; the common hepatic duct — up to 1.8 mm, 
the common bile duct — up to 2 mm. There is un-
evenness of the contours of the bile ducts, the signal 
from the wall is reduced at T2. This MRI picture 

made it possible to diagnose a primary cholestatic 
liver disease — primary sclerosing cholangitis (PSC).

Based on complaints, medical history, and re-
search results, a detailed clinical diagnosis was for-
mulated:

— Primary disease: liver cirrhosis of combined 
etiology (primary sclerosing cholangitis + viral HCV, 
genotype 1b), class B according to Child — Pugh 
(8 points), MELD-Na — 14 points, portal hyper-
tension: splenomegaly with hypersplenism syndrome, 
grade 2 varicose veins of the esophagus, porto-sys-
temic shunts, expansion of portal veins, minimal as-
cites.

— Complications of the underlying disease: liver 
failure (coagulopathy, hyperbilirubinemia, hypoal-
buminemia).

— Concomitant disease: vitiligo.
The patient received hepatoprotective therapy, 

transfusion of a 20 % albumin solution as replace-
ment therapy. For the prevention of hepatic enceph-
alopathy, according to the recommendations of the 
Ministry of Health of the Russian Federation from 
2021, — lactulose and rifaximin alfa, for the prima-
ry prevention of variceal bleeding — non-selective 
beta-blockers [1]. Given the diagnosis of PSC, the 
patient was prescribed ursodeoxycholic acid drugs, 
and to reduce skin itching, therapy with selective 
serotonin reuptake inhibitors (sertraline).

The patient was recommended to start antiviral 
therapy using an interferon-free regimen at her place 
of residence.

Next hospitalization in the Clinic of Propaedeutics 
of Internal Medicine due to increasing shortness of 
breath and edematous-ascitic syndrome took place in 
November 2022 after suffering an acute respiratory 
infection.

There was an increase in edema of the legs to 
the middle third, abdomen in volume, dullness of 
percussion sound over the lower parts of both lungs, 
weakening of breathing below the angle of the scap-
ula on the right, increased vocal tremor above this 
zone, as well as the appearance of the phenomenon of 
egolalia in the projection of the Skoda stripe. In lab-
oratory tests — an increase in the level of C-reactive 
protein.

According to the results of an ultrasound exam-
ination, in comparison with the previous hospital-
ization, the condition of the abdominal organs was 
without dynamics, however, at least 1000 mL of 
anechoic fluid was found in the right pleural cavi-
ty — it was regarded as the first-time occurrence of 
hepatic hydrothorax.

A computed tomography scan of the chest organs 
was performed, which confirmed the presence of ef-
fusion in the right pleural cavity, there were no in-
flammatory changes in the lungs, and the presence 
of hepatopleural syndrome was stated. Given the 
absence of severe respiratory failure, it was decided 
to refrain from performing thoracentesis. A deci-
sion was made on conservative diuretic therapy 
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to relieve the condition. She was discharged with 
improvement — shortness of breath, ascites and 
edema decreased.

After discharge as an outpatient, from January 
2023, the patient began antiviral therapy accord-
ing to the regimen of sofosbuvir + velpatasvir 
400 mg/100 mg 1 tablet once a day without rib-
avirin for 12 weeks. At week 12 of the treatment, 
aviremia was achieved (HCV RNA — negative).

Early February 2023, the patient again devel-
oped shortness of breath, a nonproductive cough, 
and a periodic increase in body temperature to a 
maximum of 39.5 °C with chills. Blood tests re-
vealed neutrophilic leukocytosis and an increase 
in the level of C-reactive protein to 68 mg/L. 
Computed tomography of the chest organs showed 
right-sided hydrothorax, left-sided focal pneumo-
nia. As therapy, she took a drug from the group 
of second generation cephalosporins (cefuroxime) 
for 5 days. There were obvious positive clinical 
dynamics in the form of a decrease in the severity 
of respiratory failure, cough, regression of fever 
and improvement in general well-being.

After suffering from pneumonia for a month, 
the patient began to notice an increase in jaun-
dice, the appearance of edema in the lower ex-
tremities, and an increase in the volume of the 
abdomen. Objectively: increasing signs of liver 
failure (hypoalbuminemia — up to 26.9 g/L; co-
agulopathy — INR 1.6, prothrombin index 50 %). 
An ultrasound examination showed an increase in 
ascites to grade 2 and the volume of pleural effu-
sion on the right — about 3.5 liters.

The patient was readmitted to the hepatolo-
gy department of the Clinic of Propaedeutics of 
Internal Medicine. An objective examination re-
vealed icterus of the skin and sclera, the presence 
of multiple telangiectasia, and palmar erythema. 
Noteworthy were severe shortness of breath, an in-
crease in the frequency of respiratory movements 
to 24 per minute, a decrease in oxygen saturation 
to 94 % (when breathing air) as signs of respirato-
ry failure. On examination, there was asymmetry 
of the chest, lag of the right half during breath-
ing. On auscultation, there was harsh breathing 
over the lungs, sharply weakened below the an-
gle of the scapula on the right. From the cardio-
vascular system: the tones were clear, rhythmic. 
Blood pressure 90/55 mmHg, heart rate/pulse — 
64 beats per minute.

Considering the severity of the patient’s con-
dition due to respiratory failure as part of hepa-
topleural syndrome, severe edematous-ascitic syn-
drome, increasing liver failure and intoxication, it 
was decided to transfer the patient to the inten-
sive care unit for thoracentesis and complex de-
toxification and symptomatic therapy. Among the 

causes of decompensation, repeated infection or 
its long-term complications, pulmonary embolism 
were considered

At the time of the initial examination, there 
was a tendency towards hypotension. Its genesis 
could be due to the development of pulmonary 
embolism (there was no clear data for the devel-
opment of thromboembolism), acute myocardial 
infarction (there was no characteristic clinical 
picture and data for focal myocardial damage on 
the ECG), drug-induced hypotension (the patient 
took large doses of diuretics, beta-blockers  — 
carvedilol 25 mg/day). It was decided that the 
patient’s examination plan had to include a gener-
al clinical blood test, a biochemical blood test, a 
coagulogram with a mandatory study of D-dimer 
levels, troponin T and I levels.

After receiving the results of a biochemical 
blood test (in particular, the level of creatinine 
with the mandatory determination of the glomeru-
lar filtration rate), it was necessary to discuss the 
possibility of conducting a CT scan of the chest 
and abdominal cavity with intravenous injection 
of a contrast agent [3].

According to laboratory data at the time of 
the examination, acute myocardial infarction was 
excluded; a clinical blood test showed macrocyt-
ic anemia of mild severity, absence of leukocy-
tosis, and thrombocytopenia up to 40,000  U/
µL. According to the results of a biochemical 
blood test, the patient maintained hyperbiliru-
binemia due to both fractions (total bilirubin — 
83.3  µmol/L, direct bilirubin — 44.2 µmol/l), 
severe hypoalbuminemia — 24.6 g/L. For the 
first time, a pronounced increase in creatinine 
level was detected (up to 251 mmol/L), glomer-
ular filtration rate  — 18 mL/min, which gave 
reason to suspect the development of acute kidney 
injury (hepatorenal syndrome) [4]. A significant 
increase in the level of C-reactive protein (up to 
49.1 mg/L) and ferritin (up to 397 ng/mL) could 
indicate the presence of a bacterial infection, in-
cluding infection of the pleural fluid (spontaneous 
bacterial hydrothorax). According to the coagulo-
gram, hypocoagulation was noted (INR — 1.56, 
prothrombin time — 17.4 s), increasing the level 
of D-dimer to 36 norms.

Diuretic therapy was discontinued and infu-
sions of 20 % albumin solution were continued.

Clinically, the patient’s condition remained 
unchanged; severe shortness of breath and O2 de-
saturation up to 80 % were still noted.

According to the results of computed tomogra-
phy performed without contrast injection showed 
an accumulation of free fluid with a volume of up 
to 1300 mL in the right pleural cavity; no free 
liquid or gas in the left pleural cavity; atelectasis 
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in the lower lobe and third segment of the right 
lung (Fig. 1). There were no pathological changes 
in the left lung. Focal infiltrative changes were 
not detected. The mediastinum was shifted to the 
left by 10 mm. There was no effusion in the peri-
cardial cavity. In the abdominal cavity, there was 
an accumulation of fluid up to 500 mL near the 
liver with streaks along the flanks and in the pel-
vic cavity. The liver was not enlarged, the surface 
was finely lumpy, and there was an enlargement 
of the left lobe. The portal vein was not contrast-
ed; it was difficult to assess in a native study. 
Splenomegaly up to 128 × 61 × 161 mm was noted. 
In the large intestine, there was an extensive cir-
cular thickening of the wall of the cecum and as-
cending and proximal third of the transverse sec-
tions of the colon up to 15 mm with edema of the 
adjacent tissue (right-sided segmental colitis?).

In connection with the clinical picture, radio-
logical data, and a pronounced increase in acute 
phase proteins, it was necessary to exclude the 
presence of active inflammation in the colon, par-
ticularly Clostridioides difficile infection, which 
in patients with liver cirrhosis may manifest itself 
not as diarrhea and hematochezia, but as an in-
crease in liver failure, encephalopathy and an in-
crease in the blood levels of acute phase proteins. 
The toxin test came back negative. A colonoscopy 
was performed showing a picture of portal colop-
athy; no signs of inflammatory bowel diseases or 
tumor growth were detected.

The patient underwent evacuation of pleural 
fluid on the right under ultrasound navigation. 
About 2500 mL of transparent light-yellow liq-
uid without pathological impurities was ob-
tained, the biomaterial was sent for laboratory 
testing (primarily to exclude exudate/infection 
of the pleural effusion). Empirical therapy with 
a sixth-generation cephalosporin (cefepime) was 
started intravenously. Based on the results of 
bacteriological, cytological, and biochemical ex-
aminations of the pleural fluid, there was no 
evidence for the presence of infection. The na-
ture of the fluid corresponded to a transudate; 
serum-ascitic gradient of albumin concentration 
was more than 11 g/L.

A day later, the patient again noticed an in-
crease in shortness of breath; a CT scan of the 
chest was performed showing an increase in the 
volume of fluid in the right pleural cavity to 
500 mL. Thoracentesis was performed again under 
ultrasound guidance. In total, about 4 liters of 
fluid were evacuated during two procedures.

After 3 days, the patient was transferred from 
the ICU with a marked improvement in her con-
dition — shortness of breath, manifestations of 
respiratory failure, indicators of kidney damage, 
and the severity of edematous-ascitic syndrome 
decreased. Respiratory support was indicated to 
continue in the Hepatology Department.

Considering clinical picture, medical history, 
examination data in the hospital, and research 

Figure 1. MSCT of the chest organs of Patient G. Massive right-sided hydrothorax: in the right pleural cavity the 
effusion is up to 1300 mL, in the left pleural cavity the effusion is not detected; there is a shift of the mediastinum 
to the healthy side; atelectasis of the right lung due to compression by free fluid

Рисунок 1. МСКТ органов грудной клетки пациентки Г. Массивный правосторонний гидроторакс: в правой 
плевральной полости выпот до 1300 мл, в левой плевральной полости выпот не определяется; отмечается сме-
щение средостения в здоровую сторону; ателектаз правого легкого за счет сдавления свободной жидкостью
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data, the cause of decompensation of cirrhosis can 
be considered an infection suffered in February.

With further treatment in the Hepatology 
Department, a gradual decrease in the level of 
creatinine to 68 µmol/L was noted — resolution 
of acute kidney injury, the severity of edem-
atous-ascitic syndrome decreased, there was a 
tendency to reduce the severity of liver failure: 
hypoalbuminemia was stopped — the albumin 
level by the end of hospitalization was 40.8 g/L, 
a gradual decrease in bilirubin levels and coagu-
lopathy indicators continued. During the period 
of her stay in the Clinic, the patient did not 
interrupt antiviral therapy, the selection of all 
drugs was carried out taking into account drug-
drug interactions.

A final clinical diagnosis was made
— Primary disease: liver cirrhosis of com-

bined (PSC + HCV) etiology (HCV RNA — 
negative, antiviral therapy — sofosbuvir/vel-
patasvir), class С according to Child — Pugh 
(10 points), MELD-Na — 30 points, portal hy-
pertension: splenomegaly with hypersplenism, 
grade 2 varicose veins of the esophagus, por-
to-systemic shunts, expansion of the veins of the 
portal system, grade 2 ascites.

— Complications of the underlying disease: 
liver failure: coagulopathy, hyperbilirubin-
emia, hypoalbuminemia. Massive right-sided 

hydrothorax as part of hepatopleural syndrome. 
Atelectasis S3, S6-S10 of the right lung. 
Respiratory failure stage 2 mild. Macrocytic 
anemia. Protein-energy deficiency. Acute kidney 
injury from 03.23.2023.

— Concomitant diseases: vitiligo.
At the moment, antiviral therapy has been 

completed, a stable virological response has been 
achieved — 12 weeks after the end of treatment, 
HCV RNA is not detected in the blood. The pa-
tient feels well; skin itching, shortness of breath 
do not bother, there is no swelling. She contin-
ues to take ursodeoxycholic acid, carvedilol, lact-
ulose, and courses of rifaximin alfa. Compensation 
of the underlying disease is noted, hydrothorax is 
absent.

Dynamic monitoring continues — regular 
screening for hepatocellular carcinoma (ultra-
sound of the abdominal organs and testing the 
level of alpha-fetoprotein every 6 months) [5].

Discussion
There are four major pulmonary complications 

that can occur in patients with chronic liver dis-
ease: hepatopleural syndrome, hepatopulmonary 
syndrome, portopulmonary hypertension, and 
pneumonia. Pulmonary complications of cirrhosis 
can occur hidden against the general background 

Figure 2. Control radiography of the chest organs of Patient G. (anterior and lateral projections): positive dynam-
ics are noted — a decrease in the amount of free fluid in the right parts of the lungs, as well as a decrease in the 
severity of mediastinal displacement

Рисунок 2. Контрольная рентгенография органов грудной клетки пациентки Г. (передняя и боковая проек-
ции): отмечается положительная динамика — уменьшение количества свободной жидкости в правых отделах 
легких, также уменьшение выраженности смещения средостения
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of multiorgan/systemic dysfunction in a patient 
with decompensated cirrhosis and often remain 
undiagnosed, which worsens the patient’s prog-
nosis, as well as outcomes after orthotopic liver 
transplantation [6, 7].

Hepatopleural syndrome is an accumulation 
of transudate in the pleural cavities in patients 
with decompensated cirrhosis in the absence of 
diseases of the heart, pleura and lungs (20 % of 
cases of hydrothorax). It can lead to severe re-
spiratory failure and be complicated by sponta-
neous bacterial empyema (13–16 % of cases). The 
difference (gradient) of albumin concentration in 
pleural puncture and blood serum allows one to 
distinguish transudate from exudate, just as with 
ascites. If the indicator is more than 11 g/L, it is 
more likely to be a transudate, in particular, he-
patic hydrothorax.

Hepatopleural syndrome occurs in 5–15 % of 
patients with cirrhosis and is associated with a 
worse prognosis. Symptoms (shortness of breath, 
cough, hypoxia) usually appear with an effusion 
of more than 500 mL. Most often, the effusion is 
right-sided (up to 85 % of cases) but can also be 
left-sided (13–17 %) or bilateral (8–24 %).

Ascitic fluid enters from the abdominal cavi-
ty into the pleural cavities (mainly on the right) 
through micropores in the diaphragm due to in-
creased intra-abdominal pressure and negative in-
trathoracic pressure during inspiration. This ex-
plains the likelihood of developing hydrothorax in 
the absence of ascites.

Hydrothorax can be diagnosed by the presence 
of shortness of breath at rest and with exertion 
and the following physical findings: asymmetry/
lag of one half of the chest during breathing, dull-
ness to percussion, weakening/absence of vocal 
tremor and bronchophony, absence of respirato-
ry sounds. The diagnostic accuracy of physical 

methods is approximately 60 % (with large effu-
sions it reaches 88 %) [1].

Treatment of hydrothorax in liver cirrhosis is 
similar to that for ascites. A diet with salt lim-
itation to 2 grams per day, diuretic therapy (spi-
ronolactone 50–400 mg/day in combination with 
loop diuretics, usually furosemide at a dose of 
40–160 mg/ day) is required. If necessary, thora-
centesis can be performed [8–12].

Therapeutic thoracentesis (pleural puncture) 
is necessary to relieve shortness of breath, clarify 
the nature of the fluid, and carry out a differen-
tial diagnosis with tuberculosis and cancer, but 
its effectiveness in refractory hydrothorax is lim-
ited. Pleural effusion is a low protein transudate; 
infection of the pleural fluid with the develop-
ment of spontaneous pleural empyema is possible 
(equivalent to spontaneous bacterial peritonitis). 
Repeated (and large-volume) thoracentesis is un-
desirable, as this increases the risk of complica-
tions (inexhaustible hydrothorax, pneumothorax, 
infection of pleural fluid and soft tissues, bleed-
ing) [13].

Other treatments for hepatic hydrothorax in-
clude the installation of a transjugular portosys-
temic shunt (TIPS), which is effective in 70–80 % 
of cases but is associated with certain complications. 
Also, in some cases, pleurodesis and surgical inter-
ventions are performed to restore the integrity of the 
diaphragm. Liver transplantation remains a radical 
treatment option [14–19]. Eradication of the hepa-
titis C virus reduces the risk of disease progression, 
decompensation of cirrhosis, hepatocellular cancer, 
however, the presence of an autoimmune disease 
(primary sclerosing cholangitis), impaired renal 
function and port-pulmonary complications adverse-
ly affect the patient’s prognosis, and therefore in the 
described clinical case the patient was placed on the 
waiting list for liver transplantation.

References /Литература 
1.	 Ивашкин В.Т., Маевская М.В., Жаркова М.С., Жига-

лова С.Б., Киценко Е.А., Манукьян Г.В. и др. Клини-
ческие рекомендации Российского общества по изучению 
печени и Российской гастроэнтерологической ассоциа-
ции по диагностике и лечению фиброза и цирроза печени 
и их осложнений. Российский журнал гастроэнтеро-
логии, гепатологии, колопроктологии. 2021;31(6):56–
102. [Ivashkin V.T., Maevskaya M.V., Zharkova M.S., 
Zhigalova S.B., Kitsenko E.A., Manukyan G.V., et al. 
Clinical recommendations of the Russian Scientific Liv-
er Society and Russian Gastroenterological Association 
on diagnosis and treatment of liver fibrosis, cirrhosis and 
their complications. Russian Journal of Gastroenterol-
ogy, Hepatology, Coloproctology. 2021;31(6):56–102. 
(In Russ.)].

2.	 Alhmada Y., Selimovic D., Murad F., Hassan S.L., 
Haikel Y., Megahed M., et al. Hepatitis C virus-as-
sociated pruritus: Etiopathogenesis and therapeutic 

strategies. World J Gastroenterol. 2017;23(5):743–50. 
DOI: 10.3748/wjg.v23.i5.743

3.	 Волгина Г.В., Козловская Н.Л., Щекочихин Д.Ю. 
Клинические рекомендации по профилактике, диагно-
стике и лечению контраст-индуцированной нефропатии. 
Научное общество нефрологов России. 2013. [Vol-
gina  G.V., Kozlovskaya N.L., Shchekochikhin D.Yu. 
Clinical guidelines for the prevention, diagnosis and treat-
ment of contrast-induced nephropathy. Scientific Society 
of Nephrologists of Russia. 2013. (In Russ.)]. URL: http://
endovascular-society.ru/download/guidelines_2/CIN_rus.pdf

4.	 Смирнов А.В., Добронравов В.А., Румянцев А.Ш., 
Шилов Е.М., Ватазин А.В., Каюков И.Г. и др. На-
циональные рекомендации. Острое повреждение по-
чек: основные принципы диагностики, профилактики 
и терапии. Часть I. Нефрология. 2016;20(1):79–104. 
[Smirnov  A.V., Dobronravov V.A., Rumyantsev A.S., 
Shilov E.M., Vatazin A.V., Kayukov I.G., et al. Na-



111

www.gastro-j.ru

Рос журн гастроэнтерол гепатол колопроктол 2024; 34(4) / Rus J Gastroenterol Hepatol Coloproctol 2024; 34(4)

Clinical cases / Клинические наблюдения

tional guidelines. Acute kidney injury: Basic principles 
of diagnosis, prevention and therapy. Part I. Nephrolo-
gy (Saint-Petersburg). 2016;20(1):79–104. (In Russ.)]. 
DOI: 10.24884/1561-6274-2016-20-1-8-15

5.	 Demirtas C.O., Brunetto M.R. Surveillance for hepato-
cellular carcinoma in chronic viral hepatitis: Is it time to 
personalize it? World J Gastroenterol. 2021;27(33):5536–
54. DOI: 10.3748/wjg.v27.i33.5536

6.	 Craciun R., Mocan T., Procopet B., Nemes A., Tefas C., 
Sparchez M., et al. Pulmonary complications of portal 
hypertension: The overlooked decompensation. World J 
Clin Cases. 2022;10(17):5531–40. DOI: 10.12998/wjcc.
v10.i17.5531

7.	 Штонда М.В., Силивончик Н.Н., Банькова Е.М., Пе-
тров С.А., Семененкова А.Н., Сухих Ж.Л. Легочные 
заболевания и синдромы у пациентов с декомпенсиро-
ванным циррозом печени. Лечебное дело: Научно-прак-
тический терапевтический журнал. 2023;3(86):46–50. 
[Shtonda M.V., Silivontchik N.N., Bankova A.M., 
Petrov S.A., Semenenkova A.N., Sukhikh Z.L. Pulmo-
nary diseases and syndromes in patients with decompensat-
ed cirrhosis of the liver. Lechebnoe delo. 2023;3(86):46–
50. (In Russ.)].

8.	 Ивашкин В.Т. Осложнения портальной гипертензии при 
циррозе печени. Российский физиологический журнал 
им. И.М. Сеченова. 2009;95(10):1074–92. [Ivashkin V.T. 
Complications of portal hypertension in liver cirrhosis. 
Russian Journal of Physiology. 2009;95(10):1074–92. 
(In Russ.)].

9.	 Strauss R.M., Boyer T.D. Hepatic hydrothorax. Semin Liv-
er Dis. 1997;17(3):227–32. DOI: 10.1055/s-2007-1007200

10.	Garcia N. Jr, Mihas A.A. Hepatic hydrothorax: patho-
physiology, diagnosis, and management. J Clin Gas-
troenterol. 2004;38(1):52–8. DOI: 10.1097/00004836-
200401000-00012

11.	Roussos A., Philippou N., Mantzaris G.J., Gourgoulian-
nis K.I. Hepatic hydrothorax: Pathophysiology diagnosis and 

management. J Gastroenterol Hepatol. 2007;22(9):1388–
93. DOI: 10.1111/j.1440-1746.2007.05069.x

12.	Розина Т.П., Есмембетов К., Абдурахманов Д.Т., 
Сорокин Ю.Д., Осипенко В.И., Сапожников Д.В. 
Рецидивирующий печеночный гидроторакс у боль-
ного циррозом печени. Клиническая гепатология. 
2009;4:30. [Rozina T.P., Esmembetov K., Abdura-
khmanov D.T., Sorokin Yu.D., Osipenko V.I., Sapozh-
nikov D.V. Recurrent hepatic hydrothorax in a patient 
with liver cirrhosis. Clinical Hepatology. 2009;4:30.  
(In Russ.)].

13.	European Association for the Study of the Liver. Elec-
tronic address: easloffice@easloffice.eu, & European 
Association for the Study of the Liver. EASL Clinical 
Practice Guidelines for the management of patients with 
decompensated cirrhosis. J Hepatol. 2018;69(2):406–60. 
DOI: 10.1016/j.jhep.2018.03.024

14.	Benz F., Mohr R., Tacke F., Roderburg C. Pulmonary 
complications in patients with liver cirrhosis. J Transl Int 
Med. 2020;8(3):150–8. DOI: 10.2478/jtim-2020-0024

15.	Sussman N.L. Pulmonary complications of cirrhosis. Gas-
troenterol Hepatol (N Y). 2015;11(2):126–8.

16.	Than N.N. Pulmonary complications of liver cirrhosis: 
A concise review. InTech; 2017. URL: http://dx.doi.
org/10.5772/intechopen.68620

17.	Soulaidopoulos S., Goulis I., Cholongitas E. Pulmo-
nary manifestations of chronic liver disease: A compre-
hensive review. Ann Gastroenterol. 2020;33(3):237–49. 
DOI: 10.20524/aog.2020.0474

18.	Garbuzenko D.V., Arefyev N.O. Hepatic hydrothorax: 
An update and review of the literature. World J Hepa-
tol. 2017;9(31):1197–204. https://doi.org/10.4254/wjh.
v9.i31.1197

19.	Pippard B., Bhatnagar M., McNeill L., Donnelly M., 
Frew K., Aujayeb A. Hepatic hydrothorax: A narrative 
review. Pulm Ther. 2022;8(3):241–54. DOI: 10.1007/
s41030-022-00195-8

Сведения об авторах
Землянухина Кристина Станиславовна* — студентка 
Института клинической медицины им. Н.В. Склифосовского, 
ФГАОУ ВО «Первый Московский государственный меди-
цинский университет им. И.М. Сеченова» Министерства 
здравоохранения Российской Федерации (Сеченовский 
Университет).
Контактная информация: zemlyanukhina_k@mail.ru;
119048, г. Москва, ул. Трубецкая, 8, стр. 2.
ORCID: https://orcid.org/0009-0001-6563-2450

Тихонов Игорь Николаевич — ассистент кафедры про-
педевтики внутренних болезней, гастроэнтерологии и ге-
патологии, врач-гастроэнтеролог отделения гепатологии 
Клиники пропедевтики внутренних болезней, гастроэнте-
рологии и  гепатологии им. В.Х. Василенко, ФГАОУ ВО 
«Первый Московский государственный медицинский уни-
верситет им. И.М. Сеченова» Министерства здравоохране-
ния Российской Федерации (Сеченовский Университет).
Контактная информация: antihbs@gmail.com;
119435, г. Москва, ул. Погодинская, 1, стр. 1.
ORCID: https://orcid.org/0000-0002-0532-9126

Жаркова Мария Сергеевна — кандидат медицинских наук, 
заведующая отделением гепатологии Клиники пропедевти-
ки внутренних болезней, гастроэнтерологии, гепатологии 
им. В.Х. Василенко, ФГАОУ ВО «Первый Московский го-
сударственный университет им. И.М. Сеченова» Министер-
ства здравоохранения Российской Федерации (Сеченовский 
Университет).

Information about the authors
Kristina S. Zemlyanukhina* — Student, N.V. Sklifosovsky 
Institute of Clinical Medicine, I.M. Sechenov First Moscow 
State Medical University (Sechenov University).
Contact information: zemlyanukhina_k@mail.ru;
119048, Moscow, Trubetskaya str., 8, build. 2.
ORCID: https://orcid.org/0009-0001-6563-2450

Igor N. Tikhonov — Teaching Assistant at the Department 
of Propaedeutics of Internal Medicine, Gastroenterology 
and Hepatology, Gastroenterologist of the Department 
of Hepatology of the V.Kh. Vasilenko Clinic of Propaedeutics 
of Internal Medicine, Gastroenterology and Hepatology, 
I.M.  Sechenov First Moscow State Medical University 
(Sechenov University).
Contact information: antihbs@gmail.com;
119435, Moscow, Pogodinskaya str., 1, build. 1.
ORCID: https://orcid.org/0000-0002-0532-9126

Maria S. Zharkova — Cand. Sci. (Med.), Head of the 
Department of Hepatology, V.Kh. Vasilenko Clinic of 
Propaedeutics of Internal Medicine, Gastroenterology and 
Hepatology, I.M. Sechenov First Moscow State Medical 
University (Sechenov University).

* Corresponding author / Автор, ответственный за переписку



112

www.gastro-j.ru

Рос журн гастроэнтерол гепатол колопроктол 2024; 34(4) / Rus J Gastroenterol Hepatol Coloproctol 2024; 34(4)

Clinical cases / Клинические наблюдения

Submitted: 18.11.2023 Accepted: 02.02.2024 Published: 30.08.2024
Поступила: 18.11.2023 Принята: 02.02.2024 Опубликована: 30.08.2024

Контактная информация: zharkovamaria@mail.ru;
119435, г. Москва, ул. Погодинская, 1, стр. 1.
ORCID: https://orcid.org/0000-0001-5939-1032

Киселева Ольга Юрьевна — кандидат медицинских наук, 
заведующая отделением реанимации и интенсивной тера-
пии Клиники пропедевтики внутренних болезней, гастроэн-
терологии, гепатологии им. В.Х. Василенко, ФГАОУ ВО 
«Первый Московский государственный медицинский уни-
верситет им. И.М. Сеченова» Министерства здравоохране-
ния Российской Федерации (Сеченовский Университет).
Контактная информация: oyukisa@mail.ru;
119435, г. Москва, ул. Погодинская, 1, стр. 1.
ORCID: https://orcid.org/0000-0001-8630-3616

Рзаев Рамин Теймурхан оглы — кандидат медицинских 
наук, врач-рентгенолог отделения лучевой диагностики 
университетской клинической больницы № 2, ФГАОУ ВО 
«Первый Московский государственный медицинский уни-
верситет им. И.М. Сеченова» Министерства здравоохране-
ния Российской Федерации (Сеченовский Университет).
Контактная информация: ramin-rz@mail.ru;
119435, г. Москва, ул. Погодинская, 1, стр. 1.
ORCID: https://orcid.org/0000-0002-6005-6247

Ивашкин Владимир Трофимович — доктор медицинских 
наук, профессор, академик РАН, заведующий кафедрой про-
педевтики внутренних болезней, гастроэнтерологии и  гепа-
тологии, директор Клиники пропедевтики внутренних болез-
ней, гастроэнтерологии и гепатологии им. В.Х. Василенко, 
ФГАОУ ВО «Первый Московский государственный меди-
цинский университет им. И.М. Сеченова» Министерства 
здравоохранения Российской Федерации (Сеченовский 
Университет).
Контактная информация: ivashkin_v_t@staff.sechenov.ru;
119435, г. Москва, ул. Погодинская, 1, стр. 1.
ORCID: https://orcid.org/0000-0002-6815-6015

Contact information: zharkovamaria@mail.ru;
119435, Moscow, Pogodinskaya str., 1, build. 1.
ORCID: https://orcid.org/0000-0001-5939-1032

Olga Yu. Kiseleva — Cand. Sci. Med., Head of the Department 
of Reanimation and Intensive Care, V.Kh. Vasilenko Clinic 
of Propaedeutics of Internal Medicine, Gastroenterology and 
Hepatology, I.M. Sechenov First Moscow State Medical 
University (Sechenov University).
Contact information: oyukisa@mail.ru;
119435, Moscow, Pogodinskaya str., 1, build. 1.
ORCID: https://orcid.org/0000-0001-8630-3616

Ramin Т. Rzayev — Cand. Sci. (Med.), Radiologist at the 
Department of Radiation Diagnostics, University Clinical 
Hospital No. 2, I.M. Sechenov First Moscow State Medical 
University (Sechenov University).
Contact information: ramin-rz@mail.ru;
119435, Moscow, Pogodinskaya str., 1, build. 1.
ORCID: https://orcid.org/0000-0002-6005-6247

Vladimir T. Ivashkin — Dr. Sci. (Med.), Professor, Academician 
of the Russian Academy of Sciences, Head of the Department 
of Propaedeutics of Internal Diseases, Gastroenterology and 
Hepatology, Director of V.Kh. Vasilenko Clinic of Internal 
Diseases Propedeutics, Gastroenterology and Hepatology, 
I.M.  Sechenov First Moscow State Medical University 
(Sechenov University).
Contact information: ivashkin_v_t@staff.sechenov.ru;
119435, Moscow, Pogodinskaya str., 1, build. 1.
ORCID: https://orcid.org/0000-0002-6815-6015


