


Liver Cirrhosis
(from greec. Kirrhos — orange or tan)

Chronic, progressive diffuse liver disease,
characterized by:

= lesions of cytoarchitectonics of the hepatic lobe

= a significant decrease In the number of functioning
hepatocy/tes

= Increasing fibrosis

m restructuring of the normal structure of the
parenchyma and the vascular system of the liver

= formation of regeneration nodes

= development of hepatic failure and portal
hypertension



Introduction

= Cirrhosis Is common end result of many
chronic liver disorders.

m Diffuse scarring of liver — follows
hepatocellular necrosis of hepatitis.

» Inflamation — healing with fibrosis -
Regeneration of remaining hepatocytes form
regenerating nodules.

= | 0ss of normal architecture and function.



Cirrhosis Insidiousness

m Cirrhosis Is a severe disease in which normal liver
tissue Is replaced with scar (connective) tissue. As a
result, the human body becomes defenseless against
toxic substances that the liver neutralizes, the
digestion and absorption of food are disrupted, and
the production and accumulation of: vital substances
(proteins, fats, carbohydrates, hormones) are acute
reduced.



Epidemiology

m Frequency of liver cirrhosis (LC) -1-3% among all
deceased

= Men are sick almost 2 times more often than women
= [he average age of men Is 45 years, women IS 55



Alcoholic liver disease development depends on
the alcohol guantity in volume:

= 25 ml of vodka
= = 100 ml of: wine
= = 200 ml of: beer

Cirrhosis develops gradually. Alcoholic ILC
develops over 5-7 years with daily alcohol
consumption



The initial stage of
liver cirrhosis

The final stage of liver
cirrnosis



|_1ver Functions:

— Carbohydrate, Fat, Protein
— pbile, Bile acids, salts, pigments
— Bilirubin, drugs, toxins
— Albumin, coagulation factors
— Vitamins, carbohydrates etc.
— toxins, ammonia, etc.




Classification of cirrhosis

=i{[0] (0]0)Y;

Viral - (hepatitis B, C, D, G Viruses)
Alcoholic

Drug mduced

Toxic

Metabolic disorder (Wilson's disease,
nemochromatosis)

Damage to the biliary tract (primary and secondary
oiliary disorders)

Stagnant
Cryptogenic




Classification of cirrhosis

According to the morphological picture:
Micronodular (with a diameter of nodes up to 3 mm)
Macronodular (with a diameter of nodes greater than 3 mm)
Mixed

According to clinical signs:
Stage of the disease (according to Child-Pugh criteria)
Initial, expressed clinical manifestations, terminal

Process Activity: Active, Inactive

Complications: portal hypertension, bleeding from varicose
dilated veins, hepatic encephalopathy, bacterial peritonitis,
portal vein thrombosis, hepatorenal syndrome, hepatocellular
carcinoma



Etiology

Hepatities B, C, D,..VIruses
Alcohol

Metabolic disorders (hereditary hemochromatosis, Konoyvalov-
Wilson disease, alfal-antitrypsin deficiency, cystic fibrosis,
etc.)

Billrary disorders (extra- and intrahepatic obstruction,
Including primary biliary: cirrnosis and primary. sclerosing
cholangitis)

Violation of the venous outflow from the liver (Budd-Chiari
syndrome, veno-occlusive disease, right ventricular heart
failure)

medicines, toxins, chemicals (methotrexate, amiodarone)
Immune disorders
Other causes (syphilis, schistosomatosis, sarcoidosis...)



Hepatitis C and B viruses

Hepatitis C virus
multiplies in the liver and
circulates in the blood of

Infected people

Hepatitis B Is a
dangerous viral
disease transmitted by
hematogenous
pathway.



Morphological classification of
CIIThoSIS
Micronodular (alcoholic, primary and
secondary biliary cirrhosis, hemochromatosis)

Macronodular(viral, all-antitrypsin deficiency)
Mixed



Pathogenesis

= It develops slowly (over the years), with an
unfavorable course for 0.5-1.5 years.

= Alcoholic cirrhosis develops In 7-8 years with daily.
use by men - 60 ml, women -30-40 ml of ethanol

I_C is very quickly formed in the AlH
6-10% In patients with HBV
50-60% In patients with HCV/



Pathogenesis

s Hepatocyte injury leading to necrosis.
m Alcohol; virus; drugs, toxins, genetic etc..

s Chronic inflammation - (hepatitis).

= Bridging fibrosis.

= Regeneration of remaining hepatocytes
Proliferate as round nodules.

m Loss of vascular arrangement results in
regenerating hepatocytes ineffective.



Pathogenetic mechanisms

= 1. The action of the etiological factor

= 2. Activation of HSC (lto cells), their
proliferation and chemotaxis

= 3. Violation of the blood supply: to the liver
parenchyma (nodal regeneration)

= 4. The inclusion of Immune and autoimmune
mechanisms of hepatocytes cytolysis



Ilto Cell

m Stellate liver cell, fat storage cell, lipocyte, eng.
, HSC, Cell of Ito, Ito cell) -
contained In the perisinusoidal space of the
hepatic lobule, capable of functioning in two different
states - calm and activated. Activated Ito cells play a

major: role In - the formation of scar
tissue with liver damage.




Clinical Syndromes in Cirrnosis

Astheno-vegetative
Dyspeptic

Cytolytic
Immunoinflammatory.
Portal hypertension
Cholestatic
Hypersplenism
Hepatic cell failure



Clinical Syndromes

Asthenic (fatigue, weakness, depression)
Hepato-lienal

Pain in the right hypochondrium

Dyspeptic (nausea, vomiting, weight loss, flatulence)
Jaundice
Ascites

Hemorrhagic (increased bleeding, nasal,

gastric bleeding, hemorrhagic diathesis)

“Hepatic signs” - “hepatic palms”, telangiectasia

Subfebrile condition

Endocrine disorders (gynecomastia, feminization, violation
libido, hyperaldosteronism)

Skin itching

Hepatic encephalopathy

90%
80-90%
o0
60-80
60-70
31020610

30-40

30-40
30-50

30-40
30
20-30%



Clinical Features

s Malnutrition, low albumin and clotting factors,
bleeding.

m Hepatic encephalopathy.

m Ascites, Porta systemic shunts, varices,
splenomegaly:.



Cirrhosis Features

s Hepatocellular Farlure
s Portal obstruction, Porta systemic shunts...
s Portal hypertension, Splenomegaly.

= Jaundice, Coagulopathy, hypoproteinemia,
toxemia, Encephalopathy



Hepatic cell failure

= Violation of Inactivation, binding and
elimination of toxic substances

m Violation of the synthetic function of
the liver



Clinical manifestations of hepatic cell
fallure

m [eleangiectasias (“‘spider veins™)
sPalmar erythema (*hepatic palms™)
sGynecomastia, amenorrhea
mAlopecia



Clinical manifestations of hepatic
cell farlure

- Cerebro-toxic effect (encephalopathy)
- AcidoslIs
- Increased hypokalemia



Clinical manifestations of hepatic
cell farlure

sHypoalbuminemia Hypocholesterolemia
B-Lipoprotein Decrease
= Hypoprothrombinemia
s Hypofibrinogenemia
sReduced angiotensin
mlmpaired binding to plasma
proteins of 1ron, bilirubin




Clinical manifestations of hepatic
cell farlure



Portal hypertension

\enous enlargement
Inflow to the spleen -
Reticulolymph-hyperplasia
histiocytic elements —

thrombocytopenia
leukopenia
anemia



Portal hypertension

\enous collateral veins with vena cava
Inferior development

\aricose veins of the esophagus, stomach,
Intestines, hemorrhoidal, anterior abdominal
wall



Complications of Cirrnosis

= AsCItes

= Spontaneous bacterial peritonitis
= \/aricose veins bleeding

= Hepatic encephalopathy

= Hepatocellular carcinoma

= Hepatorenal syndrome




ASCItes

Portal hypertension

Increased extracellular osmolarity-increased secretion
of vasopressin, ADH

Decreased liver albumin synthesis -

Decreased 1nactivation of aldosterone in the
liver+increased aldosterone production -

Decreased renal blood flow- impaired renal function
Increased liver lymph production



Spontaneous bacterial peritonitis

T'he most common infectious complication of cirrhosis (8-32%o)
Total mortality during the year after the first episode 61-78%

Pathogenesis: penetration of: bacteria into the abdominal cavity by,
translocation and hematogenous pathway: against the background of a
decrease In nNoNsSpPecIfic resistance ofithe pody.

Tihe main risk factor: I1s low protein content in ascitic fiuid.
Tihe main causative agent i1s Escherichia coli

Clinical picture: diffuse abdominal pain, fever, vomiting, diarrhea,
Intestinal paresis, septic snock

Diagnosis: ascitic fluid culture

Treatment: 11 generation cephalosporins (cefotaxime) or amoxicillin +
clavulanic acid

Prevention: fluoroquinolones, trimethoprimsulfamethoxazole



Hepatoma - a malignant tumor of the liver - often develops In
patients suffering from cirrhosis, especially after hepatitis B.

> 40




Hepatorenal syndrome

Progressive renal failure, developing on the background of portal
nypertension

Pathogenesis: pronounced spasm of the renal arteries, leading to a
decrease Iin perfusion ofimainly cortical matter; which leads to a
decrease 1n glomerular filtration rate

[Diagnostic criteria:

increased creatinine> 150 mcmol/l

GER <40 mli/ min

the albsence of other causes of renal failure

lack of Improvement in renal function after discontinuation of diuretics
and intravenous compensation of plasma volume

The forecast Is unfavorable
(75% of patients die within 3 weeks, 90% within 8 weeks)



Hepatic encephalopathy.

Neuropsychiatric disorders that develop with hepatic cell failure and'/
or porto systemic blood bypass

Pathogenesis: 1) “glia hypothesis™; 2) ammonia hypothesis; 3) the
mercaptan hypothesis; 4) amino acid imbalance

Clinical manifestations: sleep rhythm disturbances, decreased
attention, 1rritability, handwriting changes, diserientation in time and
space, asterixis, lethargy, Inappropriate behavior, coma

Tireatment: 1) a decrease in the formation offammonia in the intestine
(lactulose, ornithine-aspartate, ornithine-o-ketoglutarate); 2) a
decrease In inhibitory processes In the central nervous system
(flumazenil); 3) amino acids, zinc



COMA

1 Portocaval Bypass - Shunt cormna r!'

1 Hepatic cell failure - Hepatic cell comna \




Factors provoking the development
of hepatic coma

= 1. Bleeding from varicose veins of the esophagus, stomach (anemia,
hypoproteinemia, absorption of blood breakdown products in the
stomach)

s 2. Taking hepatotoxic drugs (psychotropic drugs, narcotic analgesics,
antibiotics, hypoglycemic drugs)

= 3. Intercurrent infection

m 4. SUress, surgery

= 5. Violation of the diet (ammonia intoxication)

= 6. Drinking alcohol

= 7. Violation of the water-electrolyte balance (overdose of diuretics,
excessive removal of ascitic fluid, profuse vomiting and diarrhea)



Complaints:

\WWeakness, fatigue, decreased performance

Pain and a feeling of heaviness in the right
hypochondrium, bleating, nausea, vomiting, diarrhea,
poor: tolerance of: fatty foods and alcohol

Nosebleeds

[Fever

Sleep disturbance, Irritability
Sexual dysfunction



Anamnesis:

= Alcohol abuse

= Data on the transferred hepatitis (Jaundice)

s Hepatotropic Poisoning

= Reception of hepatotoxic drugs (anti-
tuberculosis, psychotropic, etc.)




ODbjectively

= “Hepatic” signs: telangiectasias, palmar
erythema, gynecomastia, impaired
“secondary’ hair growth

= Signs of an alcoholic disease: Dupuytren's
contracture, enlargement of the parotid glands,
muscle atrophy, polyneuritis

= Jaundice
= Hemorrhages, petechiae



ODbjectively

= AsCItes
= Peripheral edema

= \enous collaterals (“jellyfish head™, expansion
of-hemorrhoidal veins)

= Hepatomegaly
= Splenomegaly

m Decreased attention, loss of fine motor skills
(change In handwriting), drowsiness, tremor




Teleangioectasia




Xantoma




Xanthelasma
















ASCItes
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White nails, total leukonychia




_aboratory data

s Anemia
m|_eukocytosis / LLeukopenia
= [ hrombocytopenia
sESR Increase

General urine analysis:
sUrobilin level increase
mProteinuria

. Steatorrhea



Instrumental Studies

= Enlargement / reduction of the liver
= Uneven contours

m Structure heterogeneity.

= Signs of portal hypertension
= Splenomegaly

= Abdominal fluid




CIRRHOSIS

Lobulated margin Perigastric
- varices




Instrumental Studies

= \/aricose veins of the esophagus
and cardiac part of the stomach



Instrumental Studies

mHeterogeneous accumulation and delay In the
elimination of pharmaceuticals in the liver

aIntensive accumulation of pharmaceuticals In
the spleen

[ (=g

>



Liver biopsy

IS the main method for verifying
lIVer: CIrrnesis.



Liver biopsy

= Puncture
» LLaparoscopy with targeted biopsy




Ultrasensitive test: HBV
and HCV confirmation of
the virus carrier of HCV,
HBV.

Modern diagnostics

Fibrotest

fibrosis determination
method
Determining the early
stages of the disease
when there are no
morphological changes ...

Liver fibroscan

(elastometry)

apparatus for non-invasive
diagnosis of the liver,
determines the degree of
fibrosis.



The predominant syndromes In

cirrnosis of alcoholic etiology

With subcompensation:
ndyspeptic
masthenovegetative

With decompensation:
mportal hypertension



The predominant syndromes In

cirrnosis of viral etiology
= \With subcompensation and decompensation:
= cytolytic
m dyspeptic



Classification of the severity of liver
cirrhosis by Child-Pugh

The Pugh-Child score Is determined by scoring five clinical
signs (indexes) of: liver disease. A score of 1, 2, or 3 Is given to
each index, with 3 being the most severe.

These five clinical signs are:

total prlirunin: yellow compound in bile
from hemoglobin destruction

serum albumin: blood protein produced In the liver

prothrombin time, prolongation(s) or INR: time for blood to
clot

ascites: fluid in peritoneal cavity
hepatic encephalopathy: brain dysfunction



https://www.healthline.com/health/bilirubin-blood
https://www.healthline.com/health/hgb
https://www.healthline.com/health/albumin-serum
https://www.healthline.com/health/human-body-maps/liver
https://www.healthline.com/health/prothrombin-time-pt
https://www.healthline.com/health/how-to-tell-if-you-have-a-blood-clot
https://www.healthline.com/symptom/ascites
https://www.healthline.com/health/hepatic-encephalopathy-2

For example:

For example:
nlf the ascites result Is “none,” that measure would be scored with
1 point.
alf the ascites result I1s “mild/diuretic responsive,” that measure
would be scored with 2 points.

alf the ascites result Is “moderate/diuretic refractory,” that
measure would e scored with 3 points.

Once scores are available in each of the five clinical measures,
all scores are added and the result is the Child-Pugh score.

=SS0, 5-6 points — A (compensation)
= 79 B (subcompensation)
= 10-15 C (decompensation)



Banty Syndrome
Splenomegaly with cirrhosis

= [he main clinical manifestations: splenomegaly with
severe hypersplenism (anemia or panhemocytopenia,
hemorrhagic diathesis); later, the size of the cirrhotically
altered liver Increases, jaundice appears;

= Inthe terminal stage, the liver shrinks, free fluid
accumulates in the abdominal cavity (ascites), and
esophageal-gastric bleeding occurs.

= [he course IS progressive - anemia, cachexia, and
liver failure are increasing.




Diagnostic criteria

1. The presence of hepatolienal syndrome (detected
clinically and with instrumental diagnosis)

2. Small hepatic syndrome
failure:

-Disruption of the detoxification function of the liver
(telangiectasia, erythema palmaris, impaired drug
metabolism, hormonal disorders: Impotence,
gynecomastia in men, menstrual 1rregularities in
Women)

- VViolation of the protein-synthetic function of the
liver (increased bleeding, slight bruising, trophic
disorders - weight loss, development of cachexia)



Diagnostic criteria

m 3.AscCItes

= 4. Big liver syndrome

Insufficiency (hepatic
encephalopathy, coma) in the terminal
stages:

-Nonspecific mental disorders

the activities

- Neuromuscular disorders (“clapping tremor™)
- Hepatic breath

- Respiratory failure (hyperventilation)
- Changes to the electroencephalogram



Diagnostic criteria

= 5. Violations of functional liver samples
(corresponding laboratory manifestations of
hypersplenism, cytolysis, cholestasis, mesenchymal
Inflammatory, hepatoprivial syndrome, hypertension)

s 6. Instrumental confirmation of portal hypertension
(detection ofi varicose veins with ultrasound,
endoscopy, rectoscopy)

= /. Morphological signs of LC (fibrotic changes and
nodal regeneration)



Diagnosis

1 (alcoholic, viral, biliary, toxic, etc.)

2. (small, large, mixed)

3 S (post-necrotic, portal, biliary, mixed)

4, (compensation, sub- or

decompensation, indicating the severity of portal hypertension,
liver failure)

5. Indication of (With severe hemorrhagic
syndrome, hypersplenism)
6. Process (active, Inactive or remission)

7. The (progressive, stable)



Differential diagnosis

Primary liver cancer

Liver fibrosis

Autoimmune hepatitis

Acute viral hepatitis

Alveolar echinococcosis
Constrictive pericarditis
IHemochromatosis
Wilson-Konovaloy disease
Amyloidosis

Benign subleukemic myelosis
Waldenstrom macroglobulinemia



ActiVIty criteria

2-4 times Increase In signs of
Inflammation - necrotic active
Indicators:



Principles of management of the patients
wWith cIrrhosis

= [herapeutic management for LLC depend on the activity and
features of the pathological process in the liver, clinical and
functional manifestations of the disease, they are aimed at
eliminating or: reducing the causative factor, eliminating
pathogenetic disorders and symptomatic disorders.

= |n the Initial stage of LLC, the goal of treatment IS to prevent
further liver damage. It 1s important to completely exclude
alcohol and hepatotoxic drugs. The patient IS contraindicated
physical overload, sudden changes In temperature, eXcessive
Insolation. It Is necessary to pay attention to the organization
of a complete diet with sufficient protein and vitamins. The
diet includes fruit and vegetable juices, fresh vegetable salads,
fresh cheese, lactic acid products, boiled fresh fish.



Principles of management of the patients
wWith cIrrhosis

= Patients with subcompensated and decompensated LLC with
manifestations of portal hypertension in the diet reduce the
amount of animal protein, limit salt to 2-5 g per day (give salt-
free food and salt-free bread), the amount of fluid consumed IS
determined by daily diuresis. In the presence of hypokalemia
In the diet include foods high In potassium (dried apricots,
raisins, prunes). The diet must be enriched with foods that
contain easily digestible calcium (cheese, lactic acid products)
with long-term treatment with corticosteroids and primary.
biliary cirrhosis due to the risk of osteoporosis. At the
symptoms of HE it Is necessary to reduce the protein content
In the diet to 20-40 g per day (mainly due to animal) or even
completely eliminate animal proteins.



Principles of management of the patients
wWith cIrrhosis

= |n alcoholic cirrhosis, an extremely important element
of treatment Is the complete cessation of alcohol
consumption. Patients with compensated and Inactive
forms of LLC, as a rule, drug treatment Is not
prescribed. In the stage of moderate manifestations
and the terminal stage of LC (stages B and C
according to Child-Pugh), the features of
pathogenetic therapy are determined by the nature of
the main manifestations of the disease.



Principles of management of the patients
wWith cIrrhosis

= Basic therapy includes drugs that improve the
functional state of hepatocytes. These include
balanced vitamin complexes, alpha-lipoic acid
preparations, especially in alcoholic cirrhosis,
(Berlithion - 300 U in the morning in 250 ml of
saline Intravenously, In the evening - 1 tablet - 300
mg for 1-2 weeks, then 1 tablet Berlithion twice a day
for up to 2 months), drugs containing essential
phospholipids, such as Essentiale forte H (5-10 ml of
5% glucose solution intravenously in combination
with capsules - 2 capsules 3 times a day), Enerliv,
Liventiale, Essel, Livolin, Lecithin.




Principles of management of the patients
wWith cIrrhosis

Essential phospholipids are involved in the processes of cell differentiation,
proliferation and regeneration, cause the activity of proteins, receptors and
enzymes associated with the cell membrane, promote the transport of
molecules across the membrane, iImproyve fat metabolism. Domestic
preparations Lipin and LLioloy - liposomal forms of: essential phospholipids
used for intravenous administration (100 ml Nel0), herbal preparations
based on milk thistle (LLegalon, Carsil, Darsil, Simepar, Hepabene and
others) have a hepatoprotective effect. Hofitol, Artichoke extract), amino
acid derivatives, donors of glutathione and other thiol compounds. A
representative of this group'is Heptral - 5-10 ml of solution (400-800 mg)
intramuscularly or intravenously Nel0, then I tab. (400 mg) x 3-4 times a
day for 1-2 months). Ademethionine (heptral) - has an antioxidant,
detoxifying effect, accelerates regeneration and slows the development of
fibrosis, reduces the phenomena of alcohol abstinence, helps to eliminate
the depressive syndrome.



Principles of management of the patients
wWith cIrrhosis

= In order to Improve metabolic processes In the
liver and for detoxification, patients are given
an itravenous drip mfusion of 200 ml of 5%
glucose solution, reosorbilact selution, Ringer.
At the expressed hypoalbuminemia 1 time In
2-3 days carry out transfusion of 10-20% of
solution of albumin (4-5 infusions), and also
solutions of noncerebrotoxic amino acids

(Hepasol A, Hepasteril).



Principles of management of the patients
wWith cIrrhosis

= Different etiological forms of CP require a
Specific approach to treatment. Patients with
viral I_C In the initial and stage of moderate
manifestations with the activity of the viral
process are prescribed antiviral treatment and
nucleoside analogues (ribavirin or lamivuding)
But In terminal cirrhosis, the use of even small
doses of the drug can lead to the development
of bacterial infections, liver failure and other
complications.



Principles of management of the patients
wWith cIrrhosis

= In the presence of the expressed autoimmune component of an
iInflammation (high indicators of gamma-globulins, thymol
test), the expressed cytolytic syndrome (high level of AlT, AsT,
GGTP) the course of glucocorticosteroids - predniselone of
20-40 mg a day within a month Is indicated, then within 2-3
months It IS necessary. to reduce the dose to 10'mg, or
cytostatics - colchicine, azathioprine 50-100 mg per day,
which mhibit the proliferation of connective tissue In patients
with LC. At the same time, Inhibitors of gastric secretion
(omeprazole, pantoprazole) are prescribed for the prevention
of gastrointestinal bleeding.



Principles of management of the patients
wWith cIrrhosis

= Patients with alcoholic LC with severe vitamin D deficiency
(<10 ng/ml) have an increased risk of bacterial infection and
death. Experts advise on the background of a balanced diet to
prescribe Ca (1000-1500 mg per day) and vitamin D (400-800
U per day). This treatment reduces the risk of fractures and
the development oft Intercurrent ifections.

= |n secondary biliary cirrhosis, surgical treatment Is performed
to eliminate obstruction or compression of the common bile
duct, improve bile flow and the disappearance of jaundice.

= In decompensated forms of LC, treatment tactics depend on
the underlying syndromes and the nature of complications.



Treatment of hepatic encephalopathy

Restriction of protein in the diet to 40 g per day
|\/ administration of a 5% glucose solution,
hepasol A, hepasteril

Reducing the ammonia formation in the intestines -
lactulose (dufalac) 10 ml 2-3 daily PO; rifaximin
1200 mg / day: or ciprofioxacin 500 mg twice a day.

Ammonia neutralization in the liver and muscles -

|_-ornithine - LL-aspartate (Hepa-Merz) (20-40 g / day
I\ slowly), glutargin-4% 50 mI of physiological
solution, citrarginine 10 ml of drinking solution 3/day

Efferent treatments
Liver transplantation




Detoxification therapy In the treatment of liver
cirrhosis

= Elimination of dyspeptic disorders and constipation
(in order to reduce the absorption of toxic substances
formed In the colon), enzyme preparations that do not
contain bile acids (mesim forte, creon, pancreatin) are
prescribed for this.

= Adsorbents (for intestinal cleansing - enterosorbent,
activated carbon, bowel lavage)



With bleeding from varicose veins of the esophagus and
stomach:

- Somatostatin preparations (100 mg every 2 hours 2
days), intravenous glipressin,

- Hemostatic therapy (aminocaproic
acid, etamzilate, vikasol, etc.)

- Proton pump: inhibitors (pantoprozol,
omez, nexium) or H2-histamine blockers

- Balloon therapy (Blackmore balloon)

- Endoscopic treatment (vein ligation)

- Surgery



Treatment program

Etiological treatment (with alcohol, "cardiac”, viral)
Clinical nutrition and regimen

Improving the metabolism of hepatocytes (vitamins,
hepatoprotectors)

Detoxification therapy.
Pathogenetic treatment (glucocorticolds)

Treatment ofi edematous ascites syndrome (diuretics, protein
preparations, paracentesis, surgical methods)

Treatment ofi bleeding from: varicose VeIns of: the esophagus
(transfusion therapy, somatostatin, vasopressin, balloon
tamponade)

Treatment of chronic hepatic encephalopathy (lactulose,
antibiotics, ornicetil, detoxification)

Treatment of cholestasis (ursodeoxycholic acid)
surgery



Pharmacotherapy

Antiviral therapy - 3-6-12 months
Hepatoprotectors - 3-6 months

Metabolic drugs -1 month
Anti-cholestatic drugs -3-6: months
Diuretics — prolonged (lifelong admission)
Detoxification therapy - prolonged
DY/SPEpPSIa correction

Dysbacteriosis correction




Some words from comedy novel...

... | had the (over all liver disease) symptoms, beyond all
mistake, the chieframong them being "a general disinclination
to work of any kind." \What | suffer in that way no tongue can
tell. From my earliest infancy | have been a martyr to it. As a
boy, the disease hardly ever left me for a day. They did not
know, then, that it was my: liver. Medical science was In a far
less advanced state than now, and they used to put It down to
laziness.

JK Jerome “Three Men ina Boat ™



Thank you!
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