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Introduction

The diagnosis of  acute pancreatitis (AP) consists 
of  the history and typical clinical criterias of  the 
patient, serum amylase and lipase levels being 3 
times the upper limit of  the normal and imaging 
findings. The diagnosis is made based on the fact 
that two of  these three criterias are positive. Severe 
AP is determined by commonly used APACHE II 
score 8 and Ranson score 3. Hypertriglyceridemia 
(HTG) is defined as a fasting serum value above 
150 mg/dL. HTG is classified as mild (150-199 
mg/dL), moderate (200-999 mg/ dL), severe 
(1,000-1,999 mg/dL) and very severe (>2,000 mg/
dL). When the triglyceride value is over 1,000 mg/

dL, it poses a risk for AP. While the risk for AP 
above 1,000 mg/dL is 5%, it is 10-20% when it is 
above 2000 mg/dL.1 Both the acute inflammatory 
response of  the pancreatitis itself  and the 
lipotoxicity caused by free fatty acids formed by the 
breakdown of  triglycerides as a result of  activation 
of  the pancreatic lipase enzyme are effective in the 
severity of  AP. HTG is the third most common 
cause of  acute pancreatitis after gallstones and 
alcohol. AP develops due to HTG at a rate of  
1-4%. HTG caused by disorders in lipoprotein 
metabolism can be due to primary (genetic) 
or secondary causes like alcohol use, diabetes 
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Abstract

Hypertriglyceridemia is a common cause of  acute pancreatitis. Metabolic syndrome can lead to the 
development of  hypertriglyceridemia. Here we presented a pancreatitis case with type 2 diabetes, 
obesity, and dyslipidemia.
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mellitus, pregnancy, obesity, hypothyroidism, 
nephrotic syndrome and some medications. 
Primary and secondary causes may coexist in 
patients. Metabolic syndrome is also an important 
factor contributing to the development of  HTG.1-3 
In this report, a case of  AP triggered by HTG with 
other metabolic syndrome components like type 2 
diabetes mellitus and obesity was presented.

Case Report

A 31-year-old male patient admitted to the 
emergency service of our center due to acute 
onset epigastric pain radiating to the back. His 
medical history included type 2 diabetes mellitus 
which was diagnosed 1 year ago and a previous 
hospitalization due to AP seven months ago. He 

was using his insulin glargine, insulin Aspart and 
fenofibrate medications irregularly. He had no 
alcohol use but 14 package-years of smoking in his 
history. His height was 180 centimeters, weight 
was 122 kilograms and body mass index were 37 
kg/m². His body temperature was 36.7 °C, blood 
pressure was 110/70 mmHg and pulse rate were 
78 beats/minute on admission. In his physical 
examination, there was no pathologic feature 
except epigastric tenderness. He had a laboratory 
evaluation, in which total cholesterol was 340 mg/
dL, triglyceride 3,117 mg/dL, LDL cholesterol 211 
mg/dL, amylase 131 mg/dL, glucose 249 mg/dL, 
and HbA1c 10%, all being above the normal range. 
There was no acidosis in the arterial blood sample. 
His abdominal computed tomography revealed 
findings of AP (Figure 1). His Ranson criteria 
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was 1 point which was scored as mild pancreatitis. 
In his treatment 4-6 liters/day intravenous fluid 
mainly sodium chloride, 0.1 IU/kg/h insulin 
infusion and 5% dextrose infusion to avoid 
hypoglycemia were given. In the 3rd day of his 
admission, his oral nutrition and diabetes mellitus 
treatments were regulated. His subcutaneous 
insulin treatment was rearranged, and infusion 
was stopped. Rapid triglycerides decrease and 
clinical improvements were observed with insulin 
infusion without the need for plasmapheresis. In 
the 8th day of his admission, his triglyceride level 
was 642 mg/dL, total cholesterol was 227 mg/
dL and serum glucose were 201 mg/dL in the 
laboratory tests.

Discussion

Fenofibrate and omega-3 were prescribed for 
HTG, a diet program was scheduled for obesity. 
Necessary lifestyle changes were advised. He was 
discharged from the hospital in the 8th day of his 
admission. The pathophysiology associated with 
pancreatitis, one of the life-threatening acute 
complications of HTG, is not fully understood. 
The primary treatment goal in these cases is 
to restore triglyceride levels within normal 
ranges. This situation can be achieved with fluid 
replacement, intravenous insulin infusion and/ 
or plasmapheresis treatments. Plasmapheresis 
is a high cost and rarely used method when 
necessary with complications like infection and 
allergic reactions. In addition to these, analgesia, 
anticoagulation prophylaxis, lipid lowering 

agents (fibrates as the first choice) and supportive 
treatments according to the severity of pancreatitis 
(antibiotics, oxygen) are used. Medium chain fatty 
acids, omega-3-fatty acids, niacin, microsomal 
transport protein inhibitors and gene therapy 
can be used as adjuvants.4 Strict diet restricted 
primarily from fat and simple sugars, exercise and 
providing weight control also contribute to HTG 
control.
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