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ABSTRACT
Inflammation of the pancreas is a characteristic of pancreatitis. A sizable organ located beyond the stomach called the pancreas makes 
several hormones as well as digestive enzymes. Acute and chronic pancreatitis are the two main varieties. Upper abdominal pain, nausea, 
and vomiting are indications of pancreatitis. Usually severe, the pain travels into the back frequently. Fever is a potential indication of acute 
pancreatitis, which normally goes away in a few days. Weight loss, greasy stools, and diarrhoea can all be symptoms of chronic pancreatitis. 
Infection, haemorrhage, diabetes mellitus, and issues with other organs are only a few examples of complications.
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INTRODUCTION
A gallstone that blocks the common bile duct after the 

pancreatic duct has joined and strong alcohol usage are 
the two main causes of acute pancreatitis. Direct trauma, 
specific drugs, illnesses like the mumps, and tumours are 
some more causes. Acute pancreatitis may lead to the 
development of chronic pancreatitis. Most frequently, it 
results from years of high alcohol consumption. High blood 
lipid and calcium levels, some drugs, and some hereditary 
illnesses, such as cystic fibrosis, are among the other 
causes. The risk of both acute and chronic pancreatitis 
is increased by smoking. Amylase or lipase levels in the 
blood must increase by threefold in order to diagnose 
acute pancreatitis. These tests could be normal in chronic 
pancreatitis. medical imaging techniques like CT scans and 
ultrasounds.

FAT NECROSIS
A type of necrosis called fat necrosis is characterised by 

the action of digestive enzymes on fat. The lipase enzyme 
liberates fatty acids from triglycerides during fat necrosis. 
After that, the fatty acids combine with calcium to create 

soaps. These soaps look as coatings of white chalk. Acute 
pancreatitis or pancreas traumas are frequently linked 
to it. After a stressful delivery, it can also happen in the 
breast, the salivary glands, and newborns. Adipose tissue 
is destroyed by trauma, hypoxia, or lipase digestion, 
and this pattern of damage is known as fat necrosis 
(e.g. pancreatitis). In the classic instance of severe acute 
pancreatitis-related fat necrosis, the necrosis results from 
improperly activated pancreatic enzymes breaking down 
and digesting adipocytes in the peritoneum. Pancreatic 
lipases release and break up stored triglycerides in 
adipocytes into fatty acids and glycerol molecules. The 
ensuing fatty acids interact with extracellular calcium to 
form calcium soaps (also known as fatty acid salts), which 
are what give fat necrosis its distinctive chalky-white 
appearance. As a result of the calcification occurring at 
normal serum calcium levels, fat necrosis is an example of 
dystrophic calcification [1].

Fat necrosis is linked to illnesses including pancreatic 
cancer and pancreatic damage in addition to pancreatitis. 
Due to direct contact with enzymes, the peripancreatic 
region is the pancreatic disease's most frequently affected 
area, but related fat necrosis can also damage bone 
marrow, subcutaneous tissue, and joints in the hands 
and feet. Pancreatic panniculitis is the term for these 
extrapancreatic problems.

Fat necrosis ends with fibrosis and the creation of grey-
yellow scar tissue after saponification and calcification. 
Additionally, a fatty necrotic lesion may develop 
calcification around the margins, encasing the fat inside a 
cyst. These "oil cysts" could last anywhere from months to 
years without fibrosis A doctor or patient may experience 
fat necrosis as feeling larger, smaller, unchanged, or not 
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there at all (resolved). Unless the patient is worried about 
cosmetic anomalies, fat necrosis normally does not require 
surgery and only requires a visit to the doctor. As long as 
the discomfort is absent, there is nothing to worry about. 
However, if discomfort is prevalent, a patient may think 
about surgery as a kind of treatment. A yearly mammography 
is performed in order to monitor benign fat necrosis [2].

PATHOPHYSIOLOGY
Necrosis is a type of cellular death that does not involve 

the apoptotic signal transduction pathway. Instead, a 
number of receptors are activated, leading to a loss of cell 
membrane integrity and an unregulated release of cell death 
byproducts into the extracellular environment. This triggers 
an inflammatory response in the neighbouring tissue, 
drawing in leukocytes and phagocytes that phagocytose (eat) 
the dead cells. Leukocytes, however, would emit microbially 
harmful chemicals that would cause collateral damage to the 
tissues around them. The healing process is hampered by the 
excessive collateral damage [3]. 

Treatment for acute pancreatitis typically involves 
intravenous fluids, painkillers, and occasionally 
antibiotics. Normal restrictions on eating and drinking 
include the insertion of a nasogastric tube into the 
stomach.   To inspect the distal common bile duct and, if 
necessary, remove a gallstone, the Endoscopic Retrograde 
Cholangiopancreatography (ERCP) procedure may 
be used. The removal of the gallbladder is common in 
people with gallstones. In addition to the aforementioned 
treatments, temporary feeding through a nasogastric 
tube may be utilised to give appropriate nourishment 
in cases of chronic pancreatitis. It could be necessary to 
replace pancreatic enzymes and make long-term dietary 
adjustments. In some cases, the pancreas is surgically 
removed in its entirety [4].

The degree and location of parenchymal injury, the 
integrity of the major pancreatic duct, and the concomitant 

injuries to other organs all influence pancreatic trauma 
treatment. The involvement of the major pancreatic duct, 
however, is the most important predictor of the outcome. 
Medical treatment (parenteral nutrition, antimicrobial 
therapy, and somatostatin analogues) is used to treat the 
majority of pancreatic traumas, as well as haemostasis, 
debridement of devitalized tissue, and closed external 
drainage. Endoscopic transpapillary stent insertion can be 
a viable option if a proximal duct injury is found, although 
surgical resection via pancreaticoduodenectomy is limited 
to a very small number of instances [5].

CONCLUSION
Pancreatic injuries are difficult to treat and may 

necessitate a multidisciplinary approach. We offer a 
management method based on parenchymal damage 
and the location of duct injury in this paper. There is 
greater evidence that people who have ERBD before 
Pancreaticoduodenectomy are more likely to get POPFs and 
PPHs. This shows that ENBD should be chosen in patients 
with biliary obstruction prior to Pancreaticoduodenectomy 
to reduce the risk of POPFs and PPHs.
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