Acute Pancreatitis

Acute pancreatitis is inflammation of the pancreas clinically characterized by:

· Sudden onset of a abdominal pain and

· Elevation in blood or urine pancreatic enzyme.
It may occur as an isolated attack or recur in distinct episodes with reversion to normal histology between attacks.

By definition acute pancreatitis is reversible and the pathologic changes usually regress when the cause is removed.

Acute pancreatitis is divided into: 

1. Sever acute pancreatitis and 

2. Mild acute pancreatitis. 

This division is made on the basis of the following two factors:

1- The presence or absence of organ failure.

2- The severity of the local complications.

The distinction between them is important because it alters treatment strategies.

Diagnosis of acute pancreatitis–Imaging-

· Both chest and abdominal X-rays are helpful in excluding other disorders (e.g. perforated viscus, generalized Ileus, obscure psoas shadow, or pancreatic calcifications.

· Ultra sound examination: may be useful in identifying an edematous pancreas, peri-pancreatic fluid, pancreatic pseudocyst, or stones in the gallbladder or common bile duct. (Ultra sound is often limited by overlying gas)

· Contrast-enhanced computer tomography: may be the most useful imaging modality because it is unaffected by overlying intestinal gas.

· ACECT should therefore, be performed when the case is either:

1- Clinically sever pancreatitis without improvement in 72 hours.

2- Showing signs of complications (such as fever and increasing WBC count or

3- Need of evaluation for local complications or pancreatic necrosis.

Causes of acute pancreatitis

	Type
	Etiology 

	Toxic
	Alcohol

	Mechanical               
	Gallstone passage, pancreatic cancer

	Drugs
	Anticonvulsants, diuretics, steroids

	Trauma 
	

	Familial 
	Hereditary

	Metabolic 
	hyperlipidemia, hupercalcemia
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Determination of the etiology of acute pancreatitis may be very important for immediate treatment or for prevention of relapses.
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Gallstones of alcohol abuse cause up to 80% of acute pancreatitis cases.
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In about 10% of cases of acute pancreatitis, no underlying cause can be identified.

Complications:
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Acute fluid collection: occur early in the course of acute pancreatitis, the fluid is usually rich in pancreatic enzymes, more than half of these cases resolve spontaneously
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Pseudo-cyst: collection of fluid within or around the pancreas. 
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 These collections evolve from acute fluid collections by development of non-epithelial wall as a result of an inflammatory reaction in the periphery. 
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 Pseudo-cysts are distinguished from the true cysts by lacking an epithelial lining.

[image: image8.png]


 About half resolve spontaneously, while the rest may remain asymptomatic or may enlarge and cause complication such as pain, infection, hemorrhage and bile duct obstruction.
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Pancreatic necrosis
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Infected necrosis

Treatment:

Mild acute pancreatitis

Usually, mild edematous pancreatitis resolves within several days, therefore the treatment is supporative:

1. Avoidance of oral intake to prevent stimulation of the exocrine pancreas

2. Intravenous fluid to prevent dehydration and to maximize vascular perfusion

3. Pain relief (mepridine)

treatment ……..indication

Meperidine( pain

Intravenous fluid NPO( volume depletion treatment for acute ‘pancreatic rest’ pancreatitis

Nasogastric suction( ileus, nausea, and vomiting

Sever pancreatitis

· Replacement of fluid (6-12 L) during the initial 24 hours after the admission.

· Central venous line is required to assess the right atrial pressure.

· Nutrition (enteral feeding is now the preferred method and can be administered successfully through and enteral feeding tube placed beyond the ligament of treitz)

· Antibiotic.

Chronic pancreatitis
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 Acute and chronic pancreatitis are distinguished from each other on the basis of structural and functional criteria.
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 In acute pancreatitis, the gland is normal before the attack and can return to normal after resolution of the attack, whereas in the chronic pancreatitis, the gland us abnormal before or after the attack, or both resulting in the permanent lose of pancreatic exocrine function.

Etiology
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Alcoholic-induced chronic pancreatitis: develops after years of heavy alcohol use.
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Hereditary chronic pancreatits.
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Senile chronic pancreatitis
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Pancreas divisum.

Ranson’s Criteria

On Admission

Age 

 > 55 years

WBC

 > 16,000/mm3

Blood Glucose
 > 200 mg/dl

LDH 

 > 350 IU/ L

AST 

 > 250 U/L

During the first 48 Hours

Fall in Heamatocrit 
> 10%

Serum Calcium 
< 8 mg/dl

Base deficit 

> 4m Eq/L

Fluid Sequestration 
> 6 L

BUN rises

> 5mg/dl

PaO2


< 60 mm Hg

Risk of morbidity and mortality depends on patient’s score at 28 Hours

Number of signs 
0-2
3-4
5-6
7-8

Percent mortality 
0.9
16
40
100

Percent morbidity
3.7
40
93
100

> 7Days in the ICU

Clinical Assessment:

· 80% of patients with acute pancreatitis will only suffer mild acute pancreatitis and will recover with only supporative care.

· The initial goal of assessment is to determine of acute pancreatitis is mild or sever.

· Evaluation of patients with suspected acute pancreatitis includes both establishing the diagnosis and ruling out other diseases.

· Typically, acute pancreatitis patients develop steady epigastric pain that radiates to the back and vomiting.

· On physical examination, the abdomen is tender and in half of cases guarding is present, Ileus, peritoneal signs, fever, hypotension and tachycardia are seen in more sever cases.

· Establishing the correct diagnosis requires evaluating the History, Patterns of pain, Serum amylase and Lipase levels.

Diseases, which may present with elevated Serum Amylase or abdominal pain:

· Mesentric ischemia or infarction.

· Intestinal obstruction.

· Acute cholecystitis.

· Peptic ulcer disease with perforation.

· Choledocholithiasis.

· Dissecting abdominal aortic aneurysm.

For differential diagnosis is the Serum Lipase helpful !

Pathophysiology
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The early stages of acute pancreatitis are characterized only by interstitial oedema within the pancreatic parenchyma and necrosis of peripancreatic fat.
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Premature activation of pancreatic enzyme is the central even in the pathogenesis of acute pancreatitis. Once activated trypsin can activate many other enzymes, including Kallikerin, phospholipase A2 and elastase, this leads to auto-digestion  of pancreatic tissue as well as systemic effects from circulating enzyme causing vasodilation, increased capillary permeability with leaking of fluid into the third space, and disseminated intravascular coagulation.
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In the most sever causes, the results is circulatory collapse, renal insufficiency and respiratory failure.
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Despite extensive research, the mechanism(s) that trigger the initial sequence of enzymatic activations remain incompletely understood.
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Factors that can initiate this process include acute obstruction of the pancreatic duct, exposure to toxins and venoms and ischemia.
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Once initiated, the biochemical and pathophysiological processes resulting in acute pancreatitis cannot be inhibited or reversed.
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