Diverticulosis:

Protrusion of mucosa covered by peritoneum.

Asymptomatic diverticulum = diverticulosis in 50% of people over 70 years.
Symptomatic diverticulum =diverticular disease in 10-25%.

Aetiology:

There is hypertrophy of circular muscle layer, inflammation result from fecal impaction. This may complicate with hemorrhage, perforation, and abscess formation, fistula, and peritonitis, intestinal obstruction.

 Clinical feature:
   Constipation and abdominal pain are the main symptoms.

Colicky lower abdominal pain and left iliac fossa pain, palpable sigmoid colon, tender left iliac fossa, with diverticulitis, guarding and rigidity sometime palpable mass (left sided appendicitis).

 Diarrhea, rectal bleeding and fever may occur
Pictures of perforation, abscess formation, and fistula formation are also present.
Differential diagnosis:

Colorectal cancer, ischemic colitis, inflammatory bowel disease, and infection.

Investigations:

These are to exclude colorectal cancer, 
Barium enema

Flexible Sigmoidoscopy, 

Colonoscopy,

CT scan

Management:

Asymptomatic required no treatment
Constipation =high fibre diet with or without bulking agent 

Diverticulitis = metronidazole 400 mg 8 hourly orally+ cephalosporin or ampicillin 500 mg orally for 7 days.
Severe cases require admission to the hospital, analgesia, antibiotics, fluids.

Surgery for perforation and hemorrhage.

Percutaneuos drainage of the pericolic abscess.

Constipation:

Simple constipation:

Extremely common requires no treatment, or respond to increase dietary fibers, or bulking agents.
Severe idiopathic constipation:

It occurs almost exclusively in women, starts in the childhood or adolescence.

 It is due to:
a. Slow transit.

b. Reduced motor activity.

c. Inappropriate contraction of the external anal sphincters and puborectalis muscle.
Treatment:
The condition is resistant to therapy.

Prokinetic agents and polyethylene glycol may be used.

Glycerol suppositories and biofeed back technique 

Rarely subtotal colectomy.

Faecal impaction:

Large and hard mass obstructs the rectum in immobile patients, elderly, dementia,

Other agents may contribute to the condition like constipating drugs, autonomic neuropathy, and painful anal condition.
Condition that may supervene like megacolon, intestinal obstruction, and urinary tract infection.

Treated by adequate hydration.

Digital disimpaction

Arachis oil.

Avoid stimulant.

Laxatives misuse syndrome (Melanosis coli):

Long time use of stimulants leads to:

a. Accumulation of lipofuscin pigment in macrophage in the lamina properia. (tiger skin)=benign resolve with discontinuation of therapy.

b. Megacolon (cathartic colon).loss of haustra, featureless mucosa, and short bowel.
c. Surreptitious laxative misuse in psychiatric conditions (bulimia or anorexia nervosa), patients present with watery diarrhea. The patient may deny the laxative use.

Laxatives:

	Class 
	example

	Bulk forming
	Ispaghula husk
methylcellulose

	Stimulants
	Bisacodyl
Dantron

Docusate

senna

	Faecal softener 
	Docusate
Arachis oil



	Osmotic laxatives
	Lactulose
Lactitol

Magnesium salts

	Others
	Polyethylene glycol
Phosphate enema


Megacolon

Dilatation of the colon which is either:

1. Congenital megacolon.

2. Acquired megacolon.

Congenital megacolon;

It is a congenital aganglionosis of the large colon. Its incidence is 1\5000; it may be local or diffuse, with 1\3 presence of family history.

It is caused by mutations in the RET tyrosine kinase signaling system, which is important in the neurogenesis. Ganglion cells are absent from nerve plexuses. Most commonly in a short segment of the rectum and\or the sigmoid.  The internal anal sphincter fails to relax. 
Clinical picture:

Constipation immediately after birth or later at adolescence or childhood, abdominal distension and vomiting and the rectum is empty during PR examination.

Investigations:

Barium enema shows narrowing of the rectum and dilatation above.

Full thickness biopsy from the affected aria is required to demonstrate absence of ganglion cells.

Histochemical stain for acetyl choline, anorectal manometry to demonstrate failure of the rectum to dilate after balloon dilatation. 

Treatment:

Resection of the affected segment.

Acquired megacolon:

Due to voluntary withholding of the stool at childhood, it start after first year of life, it differs from Hirschsprung’s disease by presence of:
1. urge to defecate

2. Presence of stool in the rectum.

In adult it is due to:

1. Depression and dementias:- due to drug effect or part of the disease.

2. Misuse of stimulant laxative leads to degeneration of myenteric plexus.

3. Neurological disorders leads to interruption of sensory or motor innervations.

4. Scleroderma and hypothyroidism.

Treatment:

1. Treat underlining cause.

2. High residue diet.

3. Laxatives.

4. Enema.

5. Prokinetic drugs.

6. Rarely colectomy.

Acute colonic pseudo- (Ogilvie’s syndrome):
Causes:
1. Trauma.

2. Recent surgery.

3. Drugs(opiates; phenothiazine)

4. respiratory failure

5. Electrolyte disturbance.

6. diabetes mellitus

7. uremia

Clinical picture:
Sudden onset of painless, massive enlargement of the proximal colon accompanied by distension 

No features of mechanical obstruction.

Bowel sounds are positive.

If untreated it leads to perforation and peritonitis.

Investigations:

Plain abdominal X-Ray

Caecal diameter greater than 10- 12 cm 

Water soluble contrast media reveals absence of mechanical obstruction.

Management:

Treat underlining cause

Correct electrolytes

Anticholinesterase (neostigmine) is effective to enhance parasympathetic activity.

Decompression with rectal tube or colonoscopy.
In severe cases, surgical or fluoroscopic defunctioning caecostomy is necessary.

Pseudo membranous colitis;

Antibiotic associated diarrhea, due to disturbance in intestinal flora. Clostridium difficile infection can be isolated which is Gram positive anaerobic, spore forming bacterium and is commonly found in the hospital.

Pathogenesis:

5% of adults and 20% elderly, debilitated pt, hospital admitted pt, 

All antibiotic are responsible but most commonly cephalosporins, ampicillin, amoxicillin and clindamycin

Two types of toxin A and B, host response to A toxin is more effective to produce the disease.

Pathology:

Focal area of inflammation and ulceration. Then white creamy coat covers the mucosa, fibrin debris and polymorph.

Clinical picture:

80% are old aged debilitated pts, symptoms starts after one week up to 6 weeks post stop therapy. Insidious onset, lower abdominal pain and profuse diarrhea, resemble UC. Fever toxic dilatation may be accompanied by ileus. 
Diagnosis;

Suspension after antibiotic intake

Sigmoidoscopy- rectum is spared and proximal colon affected more. 

Stool culture- clostridium difficile isolated in around 30% of antibiotic associated diarrhea and 90% of pseudo membranous colitis. 

Management:

 Stop antibiotics.

Iv fluid bowel rest.

Metronidazole 400 mg 6 hourly

Vancomycin 125 mg 6 hourly.

7-10 days therapy is effective. 

Iv immunoglobulin in severe cases.
Preventive measures.
