“The Peritoneal Cavity”
Surgical Anatomy
· The peritoneal membrane is conveniently divided into two parts:
a- Visceral: surrounding the viscera, poorly supplied with nerves, and its irritation causes vague pain that is usually located to the midline.
b- Parietal: lining the other surfaces of the cavity, richly supplied with nerves, and its irritation causes severe pain that is usually accurately localized to the affected area.
· The peritoneal cavity is the largest cavity in the body.
· Membrane composed of flattened cells (mesothelium), one layer thick, resting upon a thin layer of fibro elastic tissue. Supported by areolar tissue, lies on network of L. and rich plexuses of bl. Capillaries from which absorption and exudation must occurs.
· Few mmls of fluid for lubrication.
· Has the capacity to absorb large volumes of fluid.
· Healing occurs rapidly.

Physiology (functions)
· Pain perception.
· Visceral lubrication.
· Absorption.
Inflammatory and immune responses.
· Fibrinolytic activity.



Pathology
1- Acute peritonitis: 
a- localized.
b- Diffuse (Generaiized).
c- Special forms (postop., biliary, 1ry., meconium……..etc) .
2- Abscess.
a- Pelvic.
b- Subphrenic.
c- Iliac.
3- TB peritonitis:
a- Acute.
b- Chronic (ascetic, fibrous, encysted or purulent).
4- Ascites.
5- Adhesions and bands.
6- Neoplasm.
7- Pneumo and haemo-peritoneum.

ACUTE PERITONITIS
AETIOLOGY
Bacteriology:
a- GIT source: E.coli, Strept., Staph…..etc.
b- Other sources: Chlamydia, gonococcus…..
Routs of infection:
a- GIT pperforation.
b- Exogenous contamination e.g. trauma.
c- Transmural bacterial translocation.
d- Female GT.
e- Haematogenous.

Pathology:
Pathological changes:
a- Peritoneum: loses its luster, redness, edematous with fibrin deposition.
b- Exudates: serous then purulent.
c- Gut: distended and adhesions.
Causes of peritoneal inflammatory exudates:
a- Bacterial.
b- Chemical.
c- Ischemic.
d- Trauma.
e- Allergy.
Types:
A- Localized: 
· The greater sac is divided into; subphrenic spaces, pelvis and peritoneal cavity proper which subdivided into supra and infra-colic compartment by transverse colon and mesocolon.
· Factors enhance localization are:
√ Abdominal policeman.
√ Adhesions.
√ Loss of bowel movement (reflex and toxic).
√ Immobilization of abdominal wall (rigidity).
B- Diffuse (generalized):
· Factors which favors the development of diffuse form:
√ Speed of contamination.
√ Stimulation of peristalsis.
√ Virulence of MO,
√ Children.
√ disruption of localized form.
√ Im deficiency.
√ suppression of reflex rigidity. 

Clinical features:
Symptoms:
1- Of the cause.
2- Pain.
3- Vomiting.
4- Constipation.
5- Progressive distention.
6- Collapse.
Signs:
A) General:
1- Fever.
2- Tachycardia.
3- Late: dehydration, shock, and hypothermia and Hippocratic facies.
B) Local:
1- Diminished abdominal movement.
2- Thigh flexion.
3- Tenderness.
4- Rebound tenderness.
5- Rigidity.


Investigations:
Laboratory:
1- CBC.
2- S. electrolytes.
3- BUN, S.Creatin,.……..
Imaging:
1- Abd. US.(Aet., aspiration, comp….)
2- Erect radiograph.
3- CT.
Paracentesis.

Treatment:”RESUSCITATION + URGENT  LAPAROTOMY”
A) Preoperative care of the patient:
1- Correction of circulating volume and electrolyteimbalance.
2- GIT decompression.
3- Antibiotic therapy.
4- Correction of fluid loss.
5- Analgesia.
6- Vital system support.
B) Exploratory laparotomy:
1- TTT of the cause.
2- Rt. Paramedian.
3- Toilet.
4- Drainage.
C) Postoperative care.


Prognosis and complications:
Mortality of about 10%.
Complications:
A) Systemic complications:
1- Shock.
2- Bacteraemia.
3- Respiratory failure.
4- Renal failure.
5- BM suppression.
6- MOF.
B) Abdominal complications:
1- Adhesion and bands e.g. SBO.
2- Paralytic ileus.
3- Residual or recurrent abscess.
4- Portal pyaemia.
	
