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INTRODUCTION 
Acute Pancreatitis includes a spectrum of clinical illness that ranges 
from mild self-limiting symptoms to rapid deterioration and death. 
Disease is currently defined as pancreatic inflammation that may he 
followed by clinical & biochemical restitution of the gland if primary 
cause is eliminated. (1) Severe episodes, however, may involve a 
progression to extensive pancreatic necrosis, development of the 
systemic inflammatory response syndrome (SIRS), multiorganfailure, 
rapid clinical deterioration, and even death. (2, 3)

ETIOLOGY
Acute pancreatitis may be attributed to a wide range of etiological 
fac tors  which  Inc lude  metabol ic  fac tors  (a lcohol i sm, 
hyperlipoproteinaemia,) mechanical (as cholelethiasis, pancreas 
divisum, pancreatic injury, pancreatic & duodenal obstruction & 
infective (mumps, cytomegalovirus ). Intra-acinar activation of 
trypsinogen, with subsequent activation of other pancreatic enzymes, 
is thought to play a central role in the pathogenesis of the disease. 
Furthermore, ischemia-reperfusion injury is believed to be critical to 
disease progression. A local inflammatory response in the pancreas is 
associated with the liberation of oxygen-derived free radicals and 
cytokines including interleukin (IL)-1, IL 6,IL-8, tumor necrosis factor 
alpha (TNF-α), and platelet activating factor; these mediators play an 
important role in the transformation from a local inflammatory 
response to a systemic illness. (4)

ASSESSMENT
Clinical scoring system for acute pancreatitis such as Ranson’s criteria 
and Glasgow scores use multiple variables to predict outcomes, 
patients are evaluated at the time of admission and after forty eight 
hours.(5,6,7). The Acute Physiologic and Chronic Health Evaluation II 
(APACHE II) SCORE is another physiological scoring system though 
cumbersome and not specific for acute pancreatitis but APACHE II 
system is as accurate at twenty four hours as other systems at forty 
eight hours and is now therefore regarded as perhaps the optimal 
scoring system to assess disease severity in acute pancreatitis. (7,8). 
Twelve physiological variables are measured and weighed based on 
their degree of abnormality: TEMP, SERUM PH, MEAN ARTERIAL 
PRESSURE, HEART RATE, RESPIRATORY RATE,ARTERIAL 
OXYGEN TENSION,SERUM SODIM ,SERUM POTTASIUM , 
SERUM CREATININE , HAEMATOCRIT , WHITE BLOOD 
CUELL COUNT AND GLASGOW COMA SCALE (9,10).                                                                                                                                                                                                    
Prominent initial symptom is upper abdominal pain, which radiates to 
back (in 50% of patients) and often start after a heavy meal or during a 
drinking binge. Nausea and vomiting is also present in about ninety 
two percent of patients. Findings on physical examination include 
Tachycardia, Tachypnea, and abdominal distension with epigastric 
fullness with generalized abdominal tenderness more marked in upper 
abdomen. Periumblical and Flank bruising may be seen with severe 
and hemorrhagic pancreatitis (Cullen s and Grey Turners sign) Lab 
findings include elevated serum Amylase (95% of patients at the time 
of admission), elevated serum lipase levels (more specific than 
amylase), hyperglycemia and hypocalcaemia.

ROLE OF IMAGING
Imaging studies serve as tool as CT scan, it provides better definition of 
pancreatic anatomy .CT findings in pancreatitis include enlargement 
of pancreas with loss of peri pancreatic fat planes, areas of decreased 

density and occasionally the presence of fluid collection. The 
sensitivity for identifying pancreatic necrosis with CT scan approaches 
100%, four days from the diagnosis. CT scan also has been 
instrumental in facilitating the early diagnosis of infected pancreatic 
necrosis. Using image guided, precise aspiration of necrotic pancreas 
however, infected pancreatic necrosis can be diagnosed with high 
degree of accuracy.(11-16)

MANAGEMENT
While the treatment of mild pancreatitis has changed little in recent 
years, advances in the management of severe pancreatitis have been 
associated with significantly reduced morbidity and mortality. 
Improvements in the recognition of severe disease with scoring system 
and CT Scanning has allowed early goal therapy in appropriate 
patients. 

Timely resuscitation and invasive monitoring are standard and there is 
an increased recognition of the role of prophylactic antibiotics for 
pancreatic necrosis and image guided FNA to diagnose infection.

While the need for aggressive intervention in infected pancreatic 
necrosis remain unchanged, initial conservative management of most 
patients with sterile pancreatic necrosis has gained wide spread 
acceptance; some patients with sterile necrosis eventually may require 
delayed debridement either for persistent systemic illness or for failure 
to thrive, although accurate prospective identification on these patients 
has not been possible. (17-28)

For patients needing debridement open surgical technique remains the 
gold standard of management. Advances in minimally invasive 
technology hold promise as adjuncts to open procedure in the future; 
particularly as a means of delaying surgery to facilitate debridement 
when the necrotic pancreas become more organized. (29)
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