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Diseases of the liver 

 The greatest value in human pathology are: 

 Hepatoses 

 Hepatitis 

 Cirrhosis of the liver 

 Liver cancer. 



Hepatoses 

 A group of liver diseases, which are based on degeneration and 

necrosis of hepatocytes. 

 

 Hepatoses are: 

 Hereditary, 

 Acquired: 

 Acute: 

 Massive progressive necrosis of the liver (old name "toxic 

liver dystrophy") 

 Chronic: 

 Fatty hepatosis (steatosis of the liver). 



Massive progressive liver necrosis 

(MPLN) 
 A disease in which large foci of necrosis appear in the liver 

tissue. 

 

 Clinically manifested by hepatocellular insufficiency syndrome. 

 

 Causes of the MPLN: 

 

 The main significance is the effect of toxic substances: 

 

 Exogenous origin (fungi, food toxins, arsenic), 

 

 Endogenous origin (toxicosis of pregnant women - gestosis, 

thyrotoxicosis). 

 



Morphology of MPLN 

 The following stages of MPLN are distinguished: 

 

 Stage of yellow dystrophy, 

 

 Stage of red dystrophy. 



Stage of yellow dystrophy 
 

 It flows in the first week of the disease. 

 

 Macroscopic picture: 

 The liver is enlarged in size, 

 yellow color, 

 flabby consistency. 

 

 Microscopic picture: 

 In the hepatocytes of the central parts of the hepatic lobules, 

foci of necrosis (fat-protein detritus), various in area, 

 on the periphery of the lobules of hepatocytes in a state of 

fatty dystrophy. 



Stage of yellow dystrophy of MPLN 



Stage of yellow dystrophy of MPLN 



Stage of red dystrophy 

 Occurs in the third week of the disease. 

 

 Macroscopic picture: 

 The liver is reduced in size, 

 red. 

 

 Microscopic picture: 

 Fat-protein detritus undergoes resorption, it is leads to 

baring of thin reticular stroma of the lobules and full-blooded 

sinusoids; 

 The reticular system collapses, the stroma collapses, all the 

remaining parts of the lobes converge. 



Outcomes of MPLN 

 Patients die due to a hepatic coma or from liver-kidney failure. 

 

 If patients survive, then postnecrotic cirrhosis develops. 



Fatty hepatosis 

 Chronic disease, in which neutral fat accumulates in 

hepatocytes in the form of small and large drops. 

 

 Etiology of fatty hepatosis: 

 Long-term toxic effects on the liver (alcohol, drugs), 

 Disorders of metabolism in diabetes mellitus, 

 Hypoxia of various genesis (anemia), 

 Defective protein nutrition / starvation, 

 Excessive use of fat, 

 General obesity. 



Morphology of fatty hepatosis 

 Macroscopic picture: 

 The liver is sharply enlarged, 

 Flabby consistency, 

 Ocher-yellow color, 

 The surface of the liver is smooth. 

 

 Microscopic picture: 

 Drops of neutral fats are found in the cytoplasm of 

hepatocytes. 



Morphology of fatty hepatosis 

 Obesity of hepatocytes can be pulverous, small- and large-
droplet. 
 

 Fatty degeneration can appear in single hepatocytes 
(disseminated obesity), in groups of hepatocytes (zonal obesity) 
or affect the entire parenchyma (diffuse obesity). 
 

 Under the influence of intoxication, hypoxia, obesity of 
centrolobular hepatocytes develops, in the presence of general 
obesity and protein-vitamin deficiency, mostly obesity of 
periportal hepatocytes develops. 
 

 In case of severe fatty infiltration, liver cells die, fatty drops 
merge and form extracellular fatty cysts; around them there is a 
cellular reaction and connective tissue grows. 



Stages of fatty hepatosis 

 1. Simple obesity, when the destruction of hepatocytes is not 

expressed and there is no cellular reaction around. 

 2. Obesity in combination with necrosis of individual 

hepatocytes and mesenchymal-cell reaction. 

 3. Obesity of hepatocytes, necrosis of individual hepatocytes, 

cellular reaction and proliferation of connective tissue with a 

beginning restructuring of the lobular structure of the liver. 

  

 

 The third stage of hepatic steatosis is irreversible and is 

considered as a precirrhotic one. 

 

 The outcome of fatty hepatosis is cirrhosis of the liver. 



Fatty hepatosis 



Fatty hepatosis 
on the left picture - staining with hematoxylin and eosin, on the 

right picture - with Sudan III 



Hepatitis 

 Hepatitis is a group of inflammatory liver diseases. 

 

 Hepatitis can be: 

 

 Primary, that is, develop as an independent disease, 

 

 Secondary, that is, develop as a manifestation of another 

disease. 



Classification of primary hepatitis 

 On the etiology: 

 Viral hepatitis, 

 Alcoholic hepatitis, 

 Medicinal (medicamentous) hepatitis. 

 Autoimmune hepatitis. 

 

 With the flow: 

 Acute hepatitis 

 Chronic hepatitis. 



Viral hepatitis 

 Viral hepatitis is caused by hepatitis A-F viruses. 



Viral hepatitis A 

 Synonym: Botkin's disease. 

 Caused by RNA virus. 

 The virus affects more often organized collectives 

(kindergartens, schools, military units). 

 The virus has a direct cytotoxic effect, is not retained in the cell. 

 The mechanism of infection is fecal-oral. 

 The incubation period is from 15 to 45 days. 

 Characteristic cyclic icteric or icteric forms. 

 The disease ends in recovery. 

 Elimination of the virus by macrophages occurs with the cell. 

 There is no evidence of a virus or a transition to chronic 

hepatitis. 

 



Viral hepatitis B 

 Caused by DNA virus. 

 The incubation period is 40 - 180 days. 

 Transmission routes: parenteral (with injections, blood 

transfusions, any medical manipulations), sexual. 

 The hepatitis B virus does not have a direct cytopathic effect on 

hepatocytes, it is reproduced in the hepatocyte and under 

certain conditions in other cells (lymphocytes, macrophages). 

 The destruction of the hepatocyte and the elimination of the 

virus are carried out by the cells of the immune system. 

 Often accompanied by the carrier of the virus and the transition 

to chronic hepatitis. 

 



Viral hepatitis B 

 Several antigenic determinants have been found in the hepatitis 

B virus: 

 HBsAg - surface antigen of the virus, which is reproduced in 

the cytoplasm of the hepatocyte and serves as an indicator 

of the carrier of the virus; 

 

 HBcAg - deep antigen, reproduced in the nucleus, contains 

DNA - the indicator of replication; 

 

 HBeAg, which appears in the cytoplasm, reflects the 

replication activity of the virus. 



Viral hepatitis B 

 The virus has morphological and serological markers. 

 Its particles are visible in an electron microscope in the nucleus 

and cytoplasm. 

 HBsAg is detected with the help of histochemical methods 

(staining with orketin according to Shikata and aldehyde 

fuchsin). 

 In addition, there are indirect morphological signs of the 

presence of HBsAg in the cell - "frosted-glass"  hepatocytes, 

and also HBcAg - "sand cores" (small eosinophilic inclusions in 

the nuclei). 



"frosted-glass"  hepatocytes 



Viral hepatitis С 
 The causative agent is an RNA-containing virus that has a lipid 

envelope. 

 The incubation period is 15 - 150 days. 

 The main route of transmission is parenteral. 

 There are serological reactions that can diagnose HCV 

infection. 

 There are no direct morphological markers of the virus. 

 The virus replicates in the hepatocyte and in other cells 

(lymphocytes, macrophages). 

 Has a cytopathic effect and causes immune disorders. 

 The disease is often found in alcoholics and injecting drug 

users. 

 Rapidly progressing with the development of chronic forms of 

hepatitis 



Viral hepatitis D  

 The delta virus is a defective RNA virus, which causes the 

disease only in the presence of the surface antigen of the virus 

B. 

 

 If infection with virus B and delta virus occurs simultaneously 

(coinfection), then acute hepatitis occurs immediately. 

 

 If there is a delta virus infection against the background of an 

existing human hepatitis B (superinfection), this situation is 

clinically manifested by exacerbation and rapid progression of 

the disease, up to the development of liver cirrhosis. 



Morphology of acute viral hepatitis 

 Macroscopic picture: 

 The liver becomes large, 

 Red. 
 

 Microscopic picture: 

 Necrosis of hepatocytes (stepped, bridged), 

 Hydropic and balloon dystrophy of hepatocytes, 

 The Kaunsilmen’s bodies (apoptosis of hepatocytes), 

 In the portal tracts and in the lobular stroma there is 
abundant infiltration, represented mainly by lymphocytes 
and macrophages, with a small admixture of PMNs, 

 Hyperplasia and focal proliferation of Kupffer cells, 

 There are regenerating hepatocytes, 

 Cholestasis is possible. 



Acute viral hepatitis 



Acute viral hepatitis 



Kaunsilmen’s bodies 



Phases of acute viral hepatitis 

 The incubation period (varies from 2 to 26 weeks); 

 

 Pre-jaundice (prodromal) period, characterized by nonspecific 

symptoms; 

 

 Jaundice period, developed clinical manifestations; 

 

 Period of convalescence (recovery). 



Clinical and morphological forms of 

acute viral hepatitis 
 Cyclic icteric (classical manifestation of hepatitis A); 

 

 Without jaundice (80% of hepatitis C and 70% of hepatitis B); 

 

 Subclinical (inapparens); 

 

 Lightning (fulminant) with massive progressive necrosis of 

hepatocytes; 

 

 Cholestatic (with the involvement of small bile ducts and 

cholestasis of varying severity). 



Chronic hepatitis (CH) 
 A group of liver diseases in which chronic inflammation 

predominates. 

 

 May be caused by all hepatitis viruses, except for hepatitis A 

virus. 

 

 To confirm the clinical diagnosis, a morphological examination 

of the liver biopsy is necessary. 



Classification of chronic hepatitis 

 Classification of chronic hepatitis recommended by the 

International Congress of Gastroenterologists in Los Angeles 

(1994) and takes into account three categories of evaluation: 

 

 Etiology, 

 

 Degree of activity of the process, 

 

 Stage of the disease. 



Classification of chronic hepatitis 

 The following types of etiology are distinguished: 

 

 Viral, 

 

 Autoimmune, 

 

 Drug, 

 

 Cryptogenic (unidentified etiology). 



Degree of activity CH 

 All chronic hepatitis are considered active. 

 

 The degree of activity of the process is assessed using 

histological activity index (HAI) - Knodell index. 

 

 In the biopsy of the liver, the following morphologist is 

assessed: 

 

 Periportal and bridge necrosis (0 - 10 points), 

 Intralobular focal necrosis and hepatocyte dystrophy (0 - 4 

points), 

 Inflammatory infiltrate in portal tracts (0 - 4 points), 

 Fibrosis (0 - 4 points). 



Degree of activity CH 

 HAI 1 - 3 points corresponds to chronic hepatitis with minimal 

activity. 

 

 HAI 4 - 8 points indicates a low degree of activity, a mild course 

of chronic hepatitis. 

 

 HAI 9 - 12 points corresponds to chronic hepatitis of moderate 

activity, 

 

 HAI 13 - 18 points corresponds to high activity, severe chronic 

hepatitis. 



Stage of chronic hepatitis 

 The stage of chronic hepatitis is determined on the basis of an 

assessment of the severity of fibrosis (grade IV). 

 

 I stage of chronic hepatitis: fibrosis unobtrusive, limited only to 

portal tracts. 

 II stage of chronic hepatitis: portal and initial periportal fibrosis - 

portal tracts become process, stellate. 

 III stage of chronic hepatitis: port-portal connective tissue septa 

are formed. 

 IV stage of chronic hepatitis: in addition to port-portal septa, 

incomplete port-central and incomplete translobular septa form; 

This stage is pre-cirrhotic. 



Morphology of chronic viral hepatitis 

(CVH) 
 Microscopic picture: 

 

 Hydropic and balloon dystrophy of hepatocytes, 

 Fatty degeneration of hepatocytes (only with CVH C), 

 Apoptotic bodies (Kaunsilmen's bodies), 

 Step and bridge-like necrosis of hepatocytes (with moderate 

and high CH activity), 

 Lympho-macrophage infiltration in portal tracts (with minimal 

CH activity), 

 The spread of lympho-macrophage infiltrate through the 

border plate into the hepatic lobe (with high CH activity), 



Morphology of CVH 

 Microscopic picture: 

 

 The appearance of lymphoid follicles in the portal stroma 

and within the lobules (only with CVH C), 

 Hyperplasia and proliferation of Kupffer cells, 

 Proliferation of small bile ducts (with CVH C), 

 Sclerosis (fibrosis) of portal tracts. 



Chronic viral hepatitis with minimal 

activity 



Chronic viral hepatitis with high 

activity 



Autoimmune hepatitis 

 In the patient’s serum autoantibodies to a specific hepatic 

protein (LSP) of hepatocellular membranes are detected. 

 

 The LSP titer correlates with the severity of the inflammatory 

reaction in the liver and the biochemical changes in the blood. 



Autoimmune hepatitis 

 

 The morphological picture corresponds to chronic hepatitis of a 

high degree of activity. 

 

 The distinctive features are: 

 

 The appearance in the portal tracts of lymphoid follicles, 

next to which macrophage granulomas can form; 

 

 In lymphomacrofagal infiltrate a large number of plasma 

cells synthesizing immunoglobulins, which can be detected 

on membranes of hepatocytes with the help of 

immunohistochemical methods. 



Alcoholic hepatitis 

 It develops after 3 to 5 years of systematic alcohol 

consumption, but only in 35% of patients with alcoholism. 

 

 One of the mechanisms of liver damage is the direct cytopathic 

action of acetaldehyde, the main metabolite of ethanol. 

 

 The binding of acetaldehyde to the main proteins of the 

cytoskeleton can lead to irreversible cell damage, disrupting the 

secretion of the protein and promoting the formation of balloon 

dystrophy of hepatocytes. 

 

 Stable compounds of acetaldehyde with extracellular matrix 

proteins in the Dysse space contribute to fibrogenesis 

(activation of Ito cells) and lead to the development of sclerosis. 



Alcoholic hepatitis 

 Macroscopic picture: 

 

 The liver has a mottled appearance, 

 

 Red with bilious areas, 

 

 Its size is normal or slightly enlarged, 

 

 On a cut small nodules and whitish interlayers (the 

beginning of formation of a cirrhosis) are often visible. 



Alcoholic hepatitis 

 Microscopic picture: 

 

 Fat and balloon dystrophy of hepatocytes, 

 

 The appearance of intracellular eosinophilic inclusions 

(alcoholic hyaline or Mallory's body), 

 

 Mainly leukocyte infiltration, 

 

 Development of connective tissue around the central veins 

(perivennular fibrosis), individual hepatocytes (pericellular 

fibrosis) and in portal tracts; 

 

 Sometimes there are signs of cholestasis. 



Mallory’s bodies (alcoholic hyaline) 

with alcoholic hepatitis 



Alcoholic hepatitis 

 With frequent episodes of acute alcohol intoxication, alcoholic 

hepatitis progresses to micronodular cirrhosis, which is 

observed in 30% of patients with alcoholic hepatitis. 



Liver cirrhosis 

 Chronic liver disease, characterized by structural 

rearrangement of the organ with wrinkling and formation of 

nodes - false lobules. 



Morphology of liver cirrhosis 
 Diffuse fibrosis (in the form of thin interlayers or wide septums). 

 

 Deformation of the liver. 

 

 Disturbance of the lobular structure of the liver parenchyma. 

 

 Formation of nodes-regenerates (false lobules) as a result of a 

violation of hepatocyte regeneration. 

 

 Dystrophy and necrosis of hepatocytes. 

Inflammatory infiltration in the parenchyma and septums. 



Classification of liver cirrhosis 

 On the etiology: 

 Hereditary (with hemochromatosis, Wilson's disease, alpha 

1-antitrypsin deficiency, etc.) 

 Purchased: 

 Toxic (more often alcoholic), 

 Infectious (more often viral), 

 Biliary, 

 Exchange-alimentary, 

 Dyscirculatory (nutmeg), 

 Cryptogenic (of unknown origin), 

 Mixed origin. 



Classification of liver cirrhosis 

 According to the macroscopic picture: 

Macronodular cirrhosis, 

Micronodular cirrhosis, 

Mixed cirrhosis of the liver. 

 

 The criterion is the size of the regeneration nodes. 

 

 In the case of micronodular cirrhosis, the size of the nodules 

does not exceed 3 mm, with a macronodular size - can reach 

several centimeters.  



Micronodular liver cirrhosis 



Macronodular liver cirrhosis 



Classification of liver cirrhosis 

 Histologically distinguish: 

 Monolobular, 

 Multilobular, 

 Monomultilobular liver cirrhosis  

Criterion are the features of the structure of the 

regeneration nodes. 

 In monolobular cirrhosis of the liver, the regenerate 

nodes are built on the basis of a single fragmented 

lobule. 

 With multilobular cirrhosis of the liver, the fragments of 

several lobules are part of the regeneration unit. 

 Monomultilobular cirrhosis of the liver is characterized 

by a combination of the first two species. 

 



Classification of liver cirrhosis 

 On morphogenesis distinguish: 

 Post-necrotic, 

 

 Portal, 

 

 Mixed cirrhosis of the liver. 



Postnecrotic liver cirrhosis 
 Postnecrotic cirrhosis develops rapidly (sometimes for 

several months). 

 It is associated with a variety of causes, most often a 

fulminant form of viral hepatitis B and toxic damage. 

 It develops as a result of massive hepatocyte necrosis. 

 In the areas of necrosis, the stroma collapses and the 

proliferation of connective tissue with the formation of 

broad fibrous fields. 

 For postnecrotic liver cirrhosis, early liver-cell failure and 

late portal hypertension are characteristic. 



Postnecrotic liver cirrhosis 

 Macroscopic picture: 

 The liver is reduced in size, 

 

 Dense consistency, 

 

 Surface is macronodular, 

 

 On the parenchyma section is formed by nodes of different 

sizes, exceeding 1 cm in diameter and separated by dense 

wide grayish interlayers of connective tissue. 



Postnecrotic liver cirrhosis 



Postnecrotic liver cirrhosis 



Postnecrotic liver cirrhosis 
 Microscopic picture: 

 The lobular structure of the liver is disturbed, 

 Different sizes nodes of regeneration, 

 Radial orientation of the beams is broken, 

 The central vein is absent or displaced to the 

periphery, 

 Wide connective tissue interlayers (septa) between 

regeneration sites, 

 The phenomenon of convergence of triads (3 or more 

in one FV) 

 Lympho-macrophagal infiltration in septums, 

 Proliferating bile ducts in septums, 

 Hydropic and balloon dystrophy of hepatocytes, 

 Many regenerating hepatocytes. 

 



The phenomenon of convergence of triads 



Portal liver cirrhosis  

 It is formed due to the wedging of fibrous septa from the portal 

tracts and / or central veins, which leads to the connection of 

the central veins with portal vessels and the appearance of 

small false lobules. 

 Characterized by the homogeneity of the microscopic picture - 

a thin-looped connective tissue network, small sizes of false 

lobules. 

 Portal cirrhosis usually develops in the final chronic hepatitis of 

alcoholic or viral (hepatitis C) etiology, which determines the 

nature of hepatocyte dystrophy (fatty) and the nature of the 

infiltrate. 

 Portal cirrhosis develops slowly (over a number of years). 

It is characterized by early signs of portal hypertension and late 

hepatic-cellular insufficiency. 



Portal liver cirrhosis  

 Macroscopic picture: 

 In the early stages of the disease the liver is enlarged 

in size, 

 Dense consistency, 

 The surface is micronodular, the dimensions of the 

nodes do not exceed 3 mm, 

 Nodes of bright yellow color, separated by thin 

interlayers of gray, dense connective tissue. 

 In the end of the disease, the liver can diminish in size, 

acquire a brownish-red color, the size of the nodes can 

vary from 3 to 10 mm. 



Portal liver cirrhosis  



Portal liver cirrhosis  

 Microscopic picture: 

 The normal structure of the liver is broken, 

 Small monomorphic nodes-regenerates (false lobules) are 

seen, separated by narrow interlayers of connective tissue, 

 Hepatocytes in a condition of fatty and balloon dystrophy, 

 In septa, an infiltrate is found, consisting of 

polymorphonuclear leukocytes, lymphocytes and 

macrophages, 

 Proliferation of bile ducts. 



Portal liver cirrhosis  



Biliary liver cirrhosis 

 Is a true portal cirrhosis. 

 It happens to be primary and secondary. 

 

 Primary biliary liver cirrhosis is rare, is an autoimmune 

disease, based on intrahepatic destructive cholangitis and 

cholangiolitis 

 

 Secondary biliary cirrhosis is more common, associated with 

obstruction of extrahepatic bile ducts (stones, parasites, 

tumors). 



Biliary liver cirrhosis 

 Macroscopic picture: 

 The liver is enlarged in size, 

 Dense consistency, 

 Dark green color, 

 Surface is micronodular. 

 

 Microscopic picture: 

 Bile stasis, 

 The appearance of bile ("bile lake") in hepatocytes. 



Biliary liver cirrhosis 



Biliary liver cirrhosis 



Liver cirrhosis syndromes 

 All forms of liver cirrhosis lead to the development of: 

 

 Syndrome of hepatocellular (hepatic-cell) insufficiency, 

 

 Syndrome of portal hypertension. 



Hepatocellular insufficiency 
 Appears when more than 80% of the liver parenchyma is 

lost. 

 

 It can lead not only necrosis of hepatocytes, but also a 

violation of blood supply to the body and loss of normal 

liver architecture. 

 

 Hepatic-cell insufficiency manifests itself as the inability of 

the liver to release certain substances (bilirubin), 

neutralize toxic exo- and endogenous products 

(ammonia), the inability to synthesize proteins (clotting 

factors and albumins). 



Hepatocellular insufficiency 

 Clinically manifested by the following symptoms and 

syndromes: 

 

 Jaundice (often mixed type), 

 Deficiency of clotting factors (coagulopathy), 

 Hypoalbuminemia (as a consequence, edema), 

 Hyperestrogenemia (manifested by erythema of the 

palms, telangiectasia, hair loss, testicular atrophy and 

gynecomastia), 

 Encephalopathy (by reducing detoxification in the 

liver), 

 Neurological disorders. 



Ascites and telangiectasia 



Portal hypertension 

 It is develops with increased pressure in the portal vein. 

In liver cirrhosis, this is due to increased resistance to blood 

flow due to diffuse proliferation of connective tissue in the organ 

and a violation of the usual circulation of blood and lymph. 

 

 Clinically manifested: 

 Ascites, 

 

 Activation of portocaval and kavakaval anastomoses 

(varicose veins of the esophagus, anterior abdominal wall - 

"Medusa's head", hemorrhoids), 

 

 Splenomegaly. 



"Medusa's head" 



Normal spleen           Splenomegaly 



Varicose-dilated esophagus veins 



Complications and causes of death in 

liver cirrhosis 
 Hepatic coma. 

 

 Bleeding from varicose-dilated esophagus veins. 

 

 Ascites-peritonitis. 

 

 Thrombosis of the portal vein. 

 

 Hepatocellular carcinoma. 



Rupture of varicose-dilated esophagus 

veins 



Liver cancer 

 Primary malignant liver tumors in 85% of cases are 

hepatocellular carcinoma. 

 

 In 5-10% of cases, cholangiocellular adenocarcinoma 

(cholangiocellular cancer) is detected. 



 

Hepatocellular carcinoma 

 
 Malignant tumor, developing from hepatocytes. 

 

 Morbidity has geographical differences, which is explained by 

the consumption of grain contaminated with aflotoxins 

(Aspergillus flavus). 

 

 In 70-80% of patients, the tumor occurs against the background 

of liver cirrhosis associated with HBV and HCV infection. 

 

 The prognosis is unfavorable: 90% of patients die within 6 

months. 



Hepatocellular carcinoma 

 Macroscopically, the tumor is represented by one or a number 

of nodes of greenish color (since its cells produce bile). 

 

 All forms of the tumor can lead to an increase in liver mass to 

2000-3000. 



Hepatocellular carcinoma 

 Histologically, in most cases, the tumor has a trabecular 

structure. 

 

 Tumor cells are larger than hepatocytes, with abundant 

eosinophilic cytoplasm. 

 

 Cells form two-, three- or multi-nuclear trabeculae and strands. 

 

 Between them there are sinusoids, sometimes bile capillaries. 

In the tumor tissue are constantly found areas of necrosis, 

hemorrhage, sometimes cholestasis. 



Hepatocellular carcinoma 

 The tumor has invasive growth, especially the invasion of the 

veins, often accompanied by portal vein thrombosis. 

 

 Metastasizes hematogenous in 50% of cases. 



Hepatocellular carcinoma 



Hepatocellular carcinoma 



Cholangiocellular cancer 

 Malignant tumor originating from the epithelium of the bile 

ducts. 

 

 It occurs less frequently than hepatocellular carcinoma. 

 

 It is not associated with liver cirrhosis and HBV infection. 

 

 More often observed in the East, which is associated with 

helminthic invasion (Opistorchis sinensis). 



Cholangiocellular cancer 

 Macroscopically it looks like a dense whitish node (multicentric 

growth possible). 

 

 Histologically, the tumor has the structure of adenocarcinoma. 

 

 Characteristically mucus production. 

 

 Metastasizes primarily lymphogenically. 



Cholangiocellular cancer 



Cholangiocellular cancer 



Cholecystitis 

 Cholecystitis is an inflammation of the gallbladder. 

 On the clinical course, acute and chronic cholecystitis is 

isolated. 

 Often complicates the course of cholelithiasis (calculous 

cholecystitis). 

 

 Acute cholecystitis occurs in the form of catarrhal, fibrinous or 

purulent (phlegmonous) inflammation. 

 Complicated by perforation of the wall and bile peritonitis. 

When the bladder duct is obstructed by a stone, a dropsy may 

develop (accumulation in the lumen of the bladder of the 

secretion of the mucosa with thinning of the wall of the 

gallbladder) or empyema (purulent exudate in the lumen) of the 

gallbladder. 



Acute purulent cholecystitis 



Cholecystitis 

 Chronic cholecystitis is a consequence of acute inflammation. 

 

 Macroscopically, the wall of the gallbladder becomes whitish, 

thickens, compacted due to sclerosis ("porcelain" gallbladder). 

 

 Microscopically detected lymphohistiocytic infiltration and 

sclerosis of the wall of the gallbladder, focal or diffuse mucosal 

atrophy. 

 

 In some cases, cholesterol deposition occurs in the wall of the 

gallbladder - cholesterosis of the gallbladder, as a result of 

which a large number of xanthomous (foamy) cells appear in 

the wall of the gallbladder. 



" Porcelain" gallbladder 



Chronic calculous cholecystitis 



Chronic cholecystitis 



Gallbladder cholesterosis 



Gallbladder cholesterosis 



Cholelithiasis 

 Gallstone disease (cholelithiasis) is a disease characterized by 

the formation of stones in the gallbladder. 

 

 Factors promoting stone formation: 

 

 Changes in the quality of bile: 

 Excess pigments, 

 

 Excess cholesterol compared with bile salts and lecithin; 

 

 Inflammation; 

 

 Cholestasis. 



Cholelithiasis 

 The composition of the gallbladder stones are: 

 Cholesterol; 

 Pigmented; 

 Calcareous; 

 Mixed (more than 80% of all stones). 

 Complications of cholelithiasis: 

 Inflammation (acute and chronic cholecystitis); 

obstruction: 

 A cystic duct (empyema, mukocele); 

 Common bile duct (subhepatic jaundice); 

 Fater's nipple (subhepatic jaundice, pancreatitis); 

 Sores and perforation - bile peritonitis; 

 Calcification of the lumen of the small intestine. 



Levels of biliary tract obstructed by 

stone 

Сystic duct 

Common bile duct 

Wirsung's duct 

Fater's nipple 



Stones in the gallbladder and choledochus 



Pancreatitis 

 Pancreatitis is an inflammation of the pancreas. 

According to the clinical course, acute and chronic pancreatitis 

is isolated. 

 

 Acute pancreatitis develops when bile enters the excretory duct 

of the gland during poisoning with alcohol or poor-quality food. 

 

 Morphologically acute pancreatitis is manifested by severe 

inflammatory edema, necrosis of fatty tissue and parenchyma, 

hemorrhages, foci of suppuration. 

 

 If hemorrhages predominate, they speak of hemorrhagic 

pancreatitis, in cases of predominance of purulent inflammation 

- purulent pancreatitis, necrotic changes - pancreanecrosis. 



Acute hemorrhagic pancreatitis 



Acute hemorrhagic pancreatitis 



Pancreanecrosis 



Pancreatitis 

 Chronic pancreatitis is characterized by the prevalence of 

sclerotic changes, the formation of cysts, foci of calcification. 

 The pancreas decreases and becomes dense. 

 Possible development of diabetes. 

 With chronic pancreatitis caused by alcohol abuse, the 

drainage function of the excretory ducts is disrupted, the secret 

thickens and cysts of the ducts are formed. 

 Around these ducts connective tissue grows, there are round-

cell infiltrates - chronic pancreatitis of alcoholic etiology is 

formed. 

 Cysts can rupture and cause severe peritonitis. 



Chronic alcoholic pancreatitis 



Chronic pancreatitis 



Morphological study in the diagnosis of 

liver disease 
 To establish the diagnosis, a liver biopsy is used. 

 

 In addition, using biopsy, you can: 

 Determine the activity of the process and the stage of the 

disease; 

 

 Evaluate the effectiveness of therapy; 

 

 To recognize and exclude other pathological processes. 



Types of liver biopsies 

 For intravital diagnosis of liver diseases are used: 

 Surgical biopsy (marginal resection), 

 Various variants of puncture biopsy (blind and sighting). 

 Edge resection, performed with laparotomy, allows you to 
explore subcapsular areas. 

 Puncture biopsy has fewer limitations and allows you to 
explore different zones of the liver at different depths: 

 With Mengini needle (percutaneous in VIII - IX intercostal 
space on the right mid-axillary line). 

 



Complications of puncture biopsy 

 Compose 0.3% of cases for tens of thousands of studies: 

 Pleurisy, 

 Perihepatitis, 

 Bleeding, 

 Intrahepatic hematoma, 

 Hemobiology, 

 Arteriovenous fistula, 

 Bile peritonitis, and others. 



Requirements for liver biopsy sample 

 To enable the researcher to give a responsible conclusion, the 

tissue sample must be at least 2 cm long and contain four 

portal tracts (Sherlock Sherlock, J. Dooley, 1999). 


