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Diseases of the digestive tract 
 The following diseases are the most important in human 

pathology: 

 gastritis, 

 peptic ulcer, 

 stomach cancer, 

 ulcerative colitis, 

 Crohn's disease, 

 appendicitis, 

 colon cancer. 



Gastritis 
 Disease based on inflammation of the gastric mucosa. 

 

 There are 2 main types of gastritis: 

 acute, 

 chronic. 



Acute gastritis 
 Acute inflammatory lesion of the gastric mucosa. 

 

 Etiological factors: 

 NSAIDs, antitumor drugs, 

 alcohol, 

 smoking, 

 stress (extensive burns and CNS trauma), 

 accidental uptake of corrosive substances (acids, alkalis), 

 microcirculatory disorders in shock and sepsis, 

 infectious agents (staphylococcus, salmonella), 

 influence of endogenous factors (urea in uremia), etc. 

 

 



Classification of acute gastritis 

 By the nature of inflammation are distinguished: 

 catarrhal, 

 fibrinous, 

 phlegmonous, 

 necrotic (corrosive). 



Acute gastritis 
 Macroscopic picture: 

 Depends on the form of acute gastritis. 

 Minor edema and compaction of the gastric mucosa (in 

catarrhal gastritis). 

 Formation of acute erosions and ulcers (in phlegmonous 

and necrotic). 

 In the presence of erosions and ulcers - erosive gastritis. 



Catarrhal gastritis 



Erosive gastritis 



Acute gastritis 
 Microscopic picture of catarrhal gastritis: 

 The epithelium, as a rule, is not damaged. 

 There are edema, hyperemia, hypersecretion of mucus by 

the superficial and glandular epithelium. 

 Clusters or single neutrophilic leukocytes in the lamina 

propria of the mucous membrane. 

 Microscopic picture of phlegmonous gastritis: 

 Areas of mucosal necrosis with the formation of acute 

erosion and ulcers. 

 Severe neutrophil infiltration of the propria of the mucosa 

and epithelium. 

 Hemorrhages. 



Phlegmonous gastritis 



Chronic gastritis 
 Disease characterized by inflammatory, dystrophic and 

disregenerative changes in the gastric mucosa. 

 This is the most common human disease. 

 The diagnosis is established only on the basis of a 

morphological study of the material of biopsies of the gastric 

mucosa. 



Morphological examination in the 

diagnosis of chronic gastritis 

 For the morphological study, a study of 5 gastrobioptates was 

recommended: 

 one of the stomach angle, 

 two of the body, 

 two of an antrum. 



Morphological examination in the 

diagnosis of chronic gastritis 
 In gastrobioptates are described the main pathomorphological 

changes: 

 chronic inflammation (lymphoplasmocyte infiltration), 

 activity (neutrophilic infiltration), 

 atrophy, 

 intestinal metaplasia (complete, incomplete), 

 dysplasia. 



Morphological examination in the 

diagnosis of chronic gastritis 
 The presence and severity of each of these signs are described 

in points in accordance with the 4-level visual-analog scale: 

 0 – absence o sign, 

 1 point - insignificant, 

 2 points - moderate, 

 3 points - marked manifestation of the sign. 



Sydney classification of 

chronic gastritis 
 Non-atrophic CG (synonyms: superficial, diffuse antral, 

hypersecretory, type B) 

 Atrophic CG: 

 Autoimmune (synonyms: type A, associated with pernicious 

anemia, diffuse of body of the stomach) 

 Multifocal 

 Special forms of CG: 

 Chemical (synonyms: reactive reflux gastritis, type C) 

 Lymphocytic 

 Eosinophilic 

 Other 



Autoimmune CG (type A) 
 It is rare (less than 1% in the population). 

 

 The characteristic features of this gastritis are: 

 diffuse lesion of the body and bottom of the stomach, 

 absence or minimal degree of damage to the antrum, 

 autoantibodies to parietal cells and internal factor, 

 decrease or absence of gastric secretion, 

 atrophy of the gastric mucosa. 



Autoimmune CG (type A) 
 Associated with pernicious anemia (megaloblastic anemia 

associated with achlorhydria and malabsorption of vitamin B12 

due to deficiency of internal factor). 

 Tends to accelerated progression, especially in stages of 

severe damage and in patients older than 50 years. 

 The risk of adenocarcinoma increased. 



Autoimmune CG (type A) 



Autoimmune CG (type A) 
antibodies against parietal cells (immunofluorescent method) 



 The main morphological feature of this gastritis is the presence 

of H. pylori on the mucosa. 

 

 H. pylori is found not only in the bacillary form, but also in the 

form of cocci (under adverse environmental conditions), they 

are found in the mucus layer, on the lateral surface of the plicas 

on the epithelial cells or between them, lying freely in the lumen 

of the pits. 

 H. pylori are often found in the fundus, but its colonization does 

not lead to gastritis. 

Chronic Helicobacter pylori 

gastritis (type B) 



H. pylori in mucus 



 By topography - antral gastritis. 

 By morphology can be: 

 superficial gastritis, 

 atrophic gastritis. 

Chronic Helicobacter pylori 

gastritis (type B) 



 A macroscopic picture of superficial gastritis: 

 the gastric mucosa looks relatively normal. 

 Microscopic picture of superficial gastritis: 

 lympho-plasmocyte infiltration of the propria of the mucous 

membrane, 

 hypersecretion of mucus, which is manifested by its 

superposition on the surface of the plicas and congestion in 

the pits, sometimes with its cystic enlargement. 

Chronic Helicobacter pylori 

gastritis (type B) 



Superficial gastritis 



 The macroscopic picture of atrophic gastritis in the late stages: 

 The mucous membrane becomes thinned, glistens, and 
underneath blood vessels become visible. 

 Microscopically in atrophic gastritis: 

 The superficial and the pit epithelium is flattened. 

 Lympho-plasmocyte infiltration is expressed in different 
degrees, lymphoid follicles are formed. 

 The glands are shortened, their density decreases. 

 Reduction of specialized gland cells, their replacement by 
mucoid. 

 Foci of intestinal metaplasia of the epithelium (complete, 
incomplete). 

 Perhaps the emergence of foci of epithelial dysplasia. 

Chronic Helicobacter pylori 

gastritis (type B) 



Atrophic gastritis 



 Chronic Helicobacter pylori gastritis is considered reversible 

before the development of severe atrophy. 

 After treatment with antimicrobial drugs, infiltration disappears, 

signs of restoration of glands are marked, cell renewal is 

normalized. 

 At a chronic atrophic chronic gastritis the risk of development of 

a cancer of a stomach increases. 

Chronic Helicobacter pylori 

gastritis (type B) 



Reflux gastritis (type C) 
 This form is associated with casting the contents of the 

duodenum into the stomach with damage to its mucous 

membrane. 

 Reflux gastritis develops in patients after gastrectomy. 



Peptic ulcer 
 Chronic recurrent disease, the morphological substrate of which 

is a chronic recurrent ulcer of the stomach or duodenum. 

 In 98% of cases, ulcers occur in the stomach (in the antrum, 

small curvature) or in the proximal part of the duodenum 



Etiology of peptic ulcer 
 From modern positions, peptic ulcer is considered as a 

polyethological, pathogenetically and genetically 

heterogeneous disease. 

 Among the reasons are: 

 hereditary predisposition; 

 H. pylori infection; 

 uncontrolled intake of NSAIDs; 

 neuropsychic factors; 

 alimentary factors; 

 bad habits (alcohol, smoking). 



Pathogenesis of peptic ulcer disease 

 Leading in pathogenesis is considered an imbalance between 

the factors of "aggression" and the factors of "protection" of the 

mucous membrane of the stomach and duodenum. 

 Protection factors: 

 mucoid-bicarbonate barrier, 

 Adequate blood flow, 

 regeneration of the epithelium, 

 prostaglandins. 

 Factors of aggression: 

 hydrochloric acid, 

 pepsin, 

 violation of motor-evacuation function of the stomach, 

 duodenogastric reflux. 



Morphogenesis of the PU 
 It includes the following stages: 

 erosion → acute ulcer → chronic ulcer. 



Erosion 
 Defects of the mucosa, which do not penetrate beyond the 

lamina muscularis. 

 At the bottom of erosions, hydrochloric hematin is determined. 



Stomach erosions 



Chronic stomach ulcer 
 Usually, ulcers are located on a small curvature. 

  They look like a deep round or oval defect with a diameter of 2 

to 4 cm, penetrating beyond the lamina muscularis of the 

mucous membrane. 

 The bottom of the ulcer can be smooth or rough. 

 The edges are cylindrically raised, dense. 

 With the development of hyalinosis in the bottom and edges of 

the ulcer it is called callous. 

 Because of the constant displacement of the edges of the ulcer 

with peristalsis of the stomach, the proximal margin facing the 

esophagus is dug and overhangs, the distal, located closer to 

the antrum - gently sloping. 

 The bottom is painted black due to the formation of hydrochloric 

hematin. 

 



Chronic stomach ulcer 



Chronic duodenum ulcer 
 Ulcers of the duodenum are usually located within 3 cm of the 

pylorus - on the front or back wall of the bulb. 

 There may be ulcers located opposite each other ("kissing 

ulcers"). 

 Their sizes are different, usually they are smaller than in the 

stomach (about 1 cm in diameter). 



Chronic duodenum ulcer 



Morphology of the PU 
 Microscopic picture of chronic ulcer during remission: 

 in the edges of the ulcer there is a scar tissue, 

 The mucous membrane along the edges is hyperplastic, 

 The bottom of the ulcer can be represented by scar tissue, 

or epithelialized, 

 the vessels of the bottom of the ulcer are sclerotized. 



Morphology of the PU 
 Microscopic picture of chronic ulcer in the stage of 

exacerbation: 

 In the bottom of the ulcer, 4 layers are defined (from lumen 

to serosa): 

 fibrinous-purulent exudate, 

 fibrinoid necrosis, 

 granulation tissue, 

 coarse fibrous connective tissue. 



Chronic stomach ulcer 

Necrosis 

Infiltration 

Granulation 

tissue 

Fibrosis 



Complications of peptic ulcer 

 Destructive (early) 

 Hemorrhage 

 Perforation 

 Penetration 

 Productive (late) 

 Stenosis 

 Malignization 



Complications of peptic ulcer: hemorrhage 

 

 According to morphogenesis, bleeding in peptic ulcer disease is 

arrosive - occurs in connection with the erosion of the walls of 

blood vessels (inflammation, fibrinoid necrosis) during periods 

of exacerbation. 

   In the structure of other complications, its specific gravity is 

25-33%. 

 Sometimes bleeding is massive, which causes the death of 

every fourth patient with a peptic ulcer (25% of all deaths). 



Complications of peptic ulcer: perforation 

 Perforation - the formation of a wall defect, which involves all its 

layers. 

 As a result of ingestion of the contents of the stomach into the 

abdominal cavity, peritonitis develops. 



Stomach ulcer perforation 



Purulent peritonitis 



Complications of peptic ulcer: penetration 

 Penetration - the growth of ulcers in the nearby located organs 

(pancreas, omentum, spleen, etc.). 

 Most often, penetration of the ulcer into the head of the 

pancreas occurs, which leads to the development of destructive 

pancreatitis. 



Complications of peptic ulcer: cicatricial stenosis 

 Cicatricial narrowing. 

 Sometimes lead to complete obstruction and require surgical 

interventions. 



Stomach cicatricial stenosis 



Complications: malignization 
 Malignancy is the transition of an ulcer into a malignant tumor. 

 A rare (less than 1% of cases) complication of gastric ulcer. 

 Ulcers of the duodenum do not become malignant. 



Symptomatic ulcers 
 Symptomatic gastroduodenal ulcers include: 

 "Stress" ulcers (associated with ischemia), 

 ulcers that occur in a number of internal diseases 

(dyscirculatory-hypoxic ulcers in atherosclerosis, 

hepatogenic ulcers in cirrhosis of the liver), 

 medicinal ulcers (NSAIDs, GCS), 

 endocrine ulcers (hypergastrinemia in gastrinoma - 

Zollinger-Ellison syndrome) 



"Stress" ulcers of stomach 



Stomach cancer 
 A frequent oncological disease, in the etiology of which the 

leading importance is reffered to nutritional factors. 

 In the development of this tumor matter: 

 genetic predisposition, 

 nitroso compounds, 

 smoking, 

 reflux of intestinal contents, etc. 



Precancerous conditions of the stomach 

 Cancer is preceded by various structural disorders of the 

gastric mucosa: 

 adenomatous polyp, 

 chronic atrophic gastritis, 

 pernicious anemia, 

 stump of the stomach (after resections of the body for ulcer 

disease and other diseases), 

 Menetrie disease. 



Adenomatous polyps 



Precancerous changes in the stomach 

 In background (precancerous) conditions, there are foci of 

severe dysplasia of the gastric epithelium, which is attributed to 

precancerous changes in the stomach. 

 Dysplasia often undergoes metaplastic epithelium, 

reconstructed by intestinal type (incomplete, colonic 

metaplasia). 

 Progression of severe dysplasia leads first to the intra-epithelial 

(carcinoma in situ), then to the invasive cancer. 



Gastric epithelial dysplasia 



Carcinoma in situ of the stomach 



Classification of stomach cancer 
 By localization: 

 Pyloric cancer 

 cancer of small curvature of the body with the transition to 

the back and front walls, 

 Cardiac cancer, 

 Cancer of large curvature, 

 cancer of the bottom of the stomach. 

 The prevalence of gastric cancer can be: 

 subtotal (more than one of the above departments is 

affected), 

 total (all departments of the organ are affected). 

 



Classification of stomach cancer 
 Depending on the growth (V.V. Serov, 1970): 

 I. Cancer with predominant exophytic growth: 

 Plaque-shaped, 

 Polyp-shaped, 

 Mushroom-shape, 

 Ulcerated, including: 

 primary-ulcerative, 

 saucer-shaped (cancer-ulcer), 

 cancer from a chronic ulcer (ulcer-cancer). 

 II. Cancer with predominant endophytic growth: 

 Infiltrative-ulcerative, 

 Diffuse. 

 III. Cancer with exo-endophytic, mixed growth: 

 Transitional forms. 

 



Classification of stomach cancer 
 Histological classification of stomach cancer (WHO, 1999): 

 I. Adenocarcinoma: 

 Papillary adenocarcinoma, 

 Tubular adenocarcinoma, 

 Mucinous (mucosal) adenocarcinoma, 

 Ring-shaped cell carcinoma. 

 II. Adenosquamous (glandular-squamous) carcinoma. 

 III. Squamous cell carcinoma. 

 IV. Small cell carcinoma. 

 V. Undifferentiated carcinoma. 

 VI. Other carcinomas. 



Plaque-shaped carcinoma 
 Macroscopically represented by a small area with flattened 

gastric folds, slightly protruding into the lumen of the stomach. 

 Microscopically, the tumor more often has the structure of 

undifferentiated cancer or adenocarcinoma. 



Polypoid and mushroom-shaped cancers 

 Neoplasms, elevated above the surface of the mucous 

membrane, well-delimited from the surrounding tissues, red. 

 Their dimensions vary widely. 

 Polypous cancer has the appearance of a polyp on a thin stalk. 

 In contrast, the mushroom-shaped cancer has a wide base and 

resembles a cauliflower. 

 Histologically polypoid cancer more often has the structure of 

papillary adenocarcinoma, mushroom-like - adenocarcinoma or 

undifferentiated cancer. 



Polypoid and mushroom-shaped cancers 



Primary-ulcerative cancer 
 Is characterized by ulceration at the very beginning of its 

occurrence. 

 Usually there is a plaque-like malignancy focus, the surface of 

which is rapidly eroded and ulcerated. 

 Histologically, the structure of undifferentiated cancer is more 

common. 



Saucer-shaped cancer (cancer-ulcer) 

 It has the appearance of ulcers with swell-like margins on a 

wide base. 

 From the surrounding gastric mucosa, the tumor is usually well 

delimited. 

 The saucer-shaped form occurs in 25 - 30% of observations. 

 Histologically, the structure of adenocarcinoma is more 

common. 



Saucer-shaped cancer (cancer-ulcer) 



Cancer of a chronic ulcer (ulcer-cancer) 

 Occurs after malignization of a chronic ulcer. 

 The tumor has the form of a deep defect (crater) in the wall of 

the stomach with dense, corn-like margins, proximal 

undermined and distally flat. 

 Malignancy usually occurs in one of the edges, which leads to 

the appearance of a grayish exophytic mass without distinct 

boundaries. 

 Histologically, the cancer ulcer often has the structure of 

adenocarcinoma. 



Infiltrative-ulcerous cancer 
 It is observed in 50 - 55% of patients. 

 Characterized by a significant tumor germination of the 

stomach wall in combination with erosion and ulceration of its 

mucosa. 

 The wall of the stomach is usually thickened and stiff. 



Infiltrative-ulcerous cancer 



Diffuse cancer 
 Develops in 10 - 15% of observations. 

 The pronounced endophytic character of growth leads to 

uniform thickening, compaction and deformation of the stomach 

wall. 

 In the wall dense fibrous strands develop, and on the surface of 

the mucosa may form small ulcerations. 

 Diffuse cancer, as a rule, is characterized by a scirrhous type of 

growth. 



Diffuse cancer 



Gastric adenocarcinoma 



Ring-like-cell carcinoma 



Lymphogenous metastases of GC 
 The stomach cancer most often metastasizes by a 

lymphogenous way. 

 The first are regional lymph nodes located along the small and 

large curvature affected. 

 Remote lymphogenous metastases arise in the lymph nodes of 

the hilum of the liver, paraaortal and others. 



Retrograde lymphogenous 

metastasis of GC 
 Have a diagnostic value. 

 These include: 

 metastasis in the left supraclavicular node (Virchow 

metastasis), 

 in the lymph nodes of pararectal tissue (Schnitzler's 

metastases), 

 bilateral metastasis in the ovaries (Crookenberg 

metastases). 



Hematogenous metastases 
 Hematogenous gastric cancer most often metastasizes to the 

liver. 

 In addition, the lungs, brain, bones, kidneys, adrenal glands, 

pancreas and other organs can be affected. 



Implantation metastases 
 With the germination of all layers of the stomach wall, tumor 

cells can colonize the peritoneum with the development of its 

carcinomatosis. 

 Characteristic for the terminal stage of stomach cancer. 



Crohn's disease 
 Crohn's disease is a chronic relapsing bowel disease 

characterized by the development of nonspecific inflammation 

affecting all layers of the intestinal wall. 

 The lesion can be localized in all parts of the digestive tract 

(from the oral cavity to the anal region). 

 Most often, the distal ileum and colon are affected 

simultaneously (45%), in about 35% of patients only the ileum 

(terminal ileitis) is affected, and in 20% - only the colon 

(granulomatous or transmural colitis) (20%). 



Etiology of Crohn's disease 
 The etiology remains unknown. 

 Various possible intestinal microorganisms (bacteria and 

viruses, chlamydia, mycobacteria) are called as possible 

triggers. 

 Women are sick more often than men (1.6: 1), with a peak at 

the age of 14 - 24 years. 

 Family character can be traced in about 40% of cases. 



Morphology of Crohn's disease 
 Chronic inflammation develops, which engulfs all layers of the 

intestinal wall. 

 The most characteristic sign of the disease is the formation of 

epithelioid cell granulomas of the sarcoid type with the 

presence of giant multinucleated Langhans cells, but they are 

found in 60-75% of patients. 



Granuloma in Crohn's disease 



Granuloma in Crohn's disease 



Granuloma in Crohn's disease 



Morphology of Crohn's disease 
 The most characteristic are deep sliced transverse and 

longitudinal ulcers. 

 There is an alternation of affected and unaffected segments of 

the mucous membrane (the segmental nature of the process). 

 Chronic inflammation with the outcome of fibrosis leads to 

thickening of the intestinal wall, which in combination with 

multiple ulcers and subsequent scarring forms a very 

characteristic picture of the "cobblestone road". 



Ulcers with Crohn's disease 



Crohn's disease 



Crohn's disease 
 In Crohn's disease bowel damage is often combined with eye 

damage (episcleritis or uveitis), joints (arthritis) and skin 

(erythema nodosum), which indicates the role of the 

autoimmune mechanism in the development of this disease. 



Complications of CD 
 Perforation of ulcers. 

 Intestinal obstruction due to the formation of fibrous adhesions. 

 Interintestinal and skin-intestinal fistulas. 

 Malignization. 



Nonspecific ulcerative colitis 

 Nonspecific ulcerative colitis (ICD-10: Ulcerative colitis) is a 

chronic inflammatory lesion of the large intestine with the 

development of multiple ulcers. 

 The disease has a recurring course. 

 It begins with the rectosigmoid area with possible subsequent 

spread of the process in the proximal direction and involvement 

of almost the entire large intestine (pancolitis in 15% of 

patients). 

 Often there can be an isolated limited lesion of the rectum - 

ulcerative proctitis (25%). 



Etiology of UC 
 Similar to the Crohn's disease. 

 Unlike Crohn's disease in ulcerative colitis, evidence of the 

presence of a specific microbial etiologic factor is less 

convincing. 

 Ulcerative colitis has two age peaks: 15 to 30 years and 50 to 

70 years. 



UC morphology 
 In the stage of exacerbation the mucous membrane is 

hyperemic, it clearly defines deep ulcer defects. 

 There are focal protrusions of the mucous membrane in the 

lumen of the intestine, which is called "pseudopolyps." 

 The stroma of these protruding formations is often heavily 

infiltrated by leukocytes (inflammatory polyps). 

 As a result of hypertrophy of the muscular membrane, luminal 

narrowing may occur. 



UC morphology 



UC morphology 
 The mucous membrane is mainly affected. 

 Infiltration by plasma cells, lymphocytes, eosinophils, mast cells 

and neutrophils is noted. 

 Inflammatory changes lead to a violation of the architectonics of 

crypts, in the subsequent there are crypt abscesses. 

 Focal necrosis of the mucous membrane develops and ulcers 

form. 



Crypt abscess in UC 



Complications in UC 
 Ulcer bleeding (in 85% of patients). 

 Toxic (fulminant) colitis (in 10-15% of patients). 

 Toxic megacolon (acute dilatation of the intestine up to 6 cm in 

diameter with the development of general toxicosis). 

 Malignization. 



Toxic megacolon 



Malignization in UC 



Appendicitis 
 Appendicitis - inflammation of the wall of the appendix. 

 Causes of appendicitis: 

 Obstruction of the lumen, which leads to increased 

pressure, venous congestion, ischemia and, as a 

consequence, ulceration of the mucosa and secondary 

bacterial infection of the wall: 

 coprolites or densified feces, 

 tumors, foreign bodies, parasites (enterobiasis). 

 Appendicitis can occur in Yersiniosis, actinomycosis, 

schistosomiasis, adenovirus infection. 

 However, in half the cases the causes are not found, and the 

etiology remains unknown. 

 



Classification of appendicitis 

 Acute appendicitis: 

 Simple 

 Superficial 

 Destructive: 

 Phlegmonous, 

 Phlegmonous-ulcerative, 

 Apostematous, 

 Gangrenous. 

 Chronic appendicitis 



Simple appendicitis 
 It is characterized by insignificant circulatory disorders, 

leukostasis and leukodiapedesis. 

 In the foreign literature this form is absent. 



Superficial appendicitis 
 The focus of purulent inflammation in the gastric mucosa is 

characteristic 



Phlegmonous appendicitis 
 Macroscopic picture: 

 the appendix is increased, 

 serous membrane dull, hyperemic, covered with fibrinous 

coating; 

 The walls of the appendix are thickened, 

 Out of the lumen is purulent contents. 

 Microscopic picture: 

 diffuse purulent inflammation with infiltration of all layers of 

the wall by neutrophilic leukocytes. 



Phlegmonous appendicitis  
(left - normal) 



Phlegmonous appendicitis 



Phlegmonous-ulcerative 

appendicitis 
 the changes are described in the previous form, the destruction 

of the mucous membrane of the appendix is added with the 

development of its ulceration. 



Apostematous appendicitis 
 On a background of diffuse purulent inflammation abscesses 

are defined. 



Gangrenous appendicitis 
 Macroscopic picture: 

 the appendix acquires dirty green and greenish-black color, 

 becomes flabby, 

 easily torn, 

 on the serous membrane fibrinous-purulent overlap, 

 produces a putrid smell. 

 The thrombosis or thromboembolism of the artery of the 

mesentery of the appendix contribute to the necrosis of the 

wall. 



Gangrenous appendicitis 



Chronic appendicitis 
 The existence of chronic persistent inflammation in the 

appendix is unlikely. 

 It is believed that chronic appendicitis can only be a 

consequence of acute one, if the inflammation has resolved 

without appendectomy. 

 There is a significant proliferation of connective tissue in all 

layers of the appendix wall with the development of 

deformation, mucosal atrophy with narrowing of the lumen 

occurs, often right up to the obliteration. 

 In obliteration, the lumen of the appendix is made by a 

connective tissue with a fat admixture (lipomatosis), between 

the fibers of which there are clusters of lymphocytes. 



Chronic appendicitis 



Complications of appendicitis 
 Occur in destructive forms of acute appendicitis: 

 Perforation of the appendix 

 with the development of diffuse purulent peritonitis, 

 with the development of a periappendicular abscess followed 

by a proliferation of fibrous tissue and densification. 

 An empyema of the process: 

 develops in obstruction of the proximal parts of the appendage. 

 Pilephlebitic liver abscesses: 

 associated with purulent thrombophlebitis of mesenteric 

vessels and pylephlebitis (inflammation of the hollow vein). 



Colon cancer 
 In Russia, colon cancer (colorectal cancer) came in third place. 

Colorectal cancer is the second leading cause of cancer death 

in the US and in Western Europe. 

 Precancerous diseases (conditions): 

 Adenomatous polyps, especially villous (75%), 

 Family adenomatous polyposis (Gardner's syndrome, Türko 

syndrome, the so-called "hereditary cancer"), 

 Syndrome of hereditary non-lipopic colorectal cancer (Lynch 

I and Lynch II syndromes, the so-called "family cancer"), 

 Crohn's disease, 

 ulcerative colitis. 



Adenomatous polyposis of colon 
 



Morphology of colon cancer 
 Colon cancer is localized in any of its parts, but most often in 

the rectum and sigmoid colon, then in the caecum, less often in 

the hepatic and splenic corners. 

 By the type of growth, the following forms of cancer are 

distinguished: 

 Exophytic: 

 Plaque-shaped, 

 Polypous, 

 Mushroom-shaped 

 Endophytic: 

 Ulcerative, 

 Diffusive-infiltrative. 

 Transitional: 

 saucer-like cancer. 



Morphology of colon cancer 
 Tumors of the proximal colon: 

 more often grow exophytic, 

 have a polypous and mushroom shape, 

 do not cause obstruction, 

 symptoms (bleeding, leading to anemia, melena, weakness) 

allow early diagnosis. 

 Tumors of the distal colon: 

 often grow endophytic, 

 characterized by circular growth (in the form of a "ring for 

napkins"), leading to stenosis of the lumen of the gut, 

 are diagnosed late, often a clinical manifestation develops at 

the stage of generalized metastasis. 



Morphology of colon cancer 
 Histological types of colon cancer: 

 adenocarcinoma (98%), 

 mucosal cancer (mucinous adenocarcinoma), 

 cystic cell carcinoma, 

 squamous cell carcinoma, 

 glandular-squamous (adenosquamous), 

 Undifferentiated and unclassifiable cancer. 

 The international histological classification of intestinal tumors 

(WHO) in a special group identifies cancer of the anorectal 

canal and anus. 



Metastasis of colon cancer 
 The first lymphogenous metastases are found in the pararectal 

lymph nodes. 

 Then the metastases spread to the lymph nodes of the small 

pelvis, then into the mesenteric lymph nodes, and in the women 

- into both ovaries. 

 Hematogenous colon cancer can metastasize to the liver, 

lungs, bones, meninges. 



Rectal cancer 
 



Cancer of the anorectal canal and anus 



Complications of colon cancer 
 Bleeding, 

 perforation of the intestine with the development of peritonitis, 

paraproctitis (depending on the location of the tumor), 

 development of intestinal obstruction, 

 formation of fistulas (intestinal-urobubic, intestinal-vaginal). 


