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Abstract 

Hypertriglyceridemia induced pancreatitis is the third most common cause of acute pancreatitis after 

gall stones and alcohol. Most of the patients with Hypertriglyceridemia (HTG) has primary or genetic 

defect in lipoprotein metabolism. Groove pancreatitis is a rare form of Pancreatitis with most patients 

being male and history of alcohol consumption. Here we report a case of 33 year old female who is a 

known diabetic, presented with diabetic ketoacidosis. Her serum lipase was 3133 U/l (<40U/l). Here 

we report a case of familial dyslipidemia with severe hypertriglyceridemia causing pancreatitis 

involving the Groove  presenting with Diabetic Ketoacidosis. 
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Introduction 

Acute pancreatitis is a painful inflammatory 

condition of the pancreas. Despite great advances 

in critical care medicine, the mortality rate of 

acute pancreatitis has remained at about 20%. 

Acute pancreatitis secondary to HTG is seen in 

patients with disorders of lipid metabolism and is 

highly related to the subsequent development of 

cardiovascular co-morbidities [1]. Alcohol 

consumption and gallstones represent the most 

common etiologies while pancreas divisum, 

annular pancreas, pancreatic trauma, 

hypercalcemia, hyperlipidemia, autoimmune, and 

medications are less common causes of acute 

pancreatitis [1]. HTG is an uncommon but well-

established cause of acute pancreatitis. It is 

generally believed that a triglyceride level of 

more than 1,000 mg/dl is needed to precipitate an 

episode of acute pancreatitis. The etiology should 

be suspected in obese, diabetic or hyperlipidemic 

patients. Groove pancreatitis is a segmental 

chronic pancreatitis that affects the anatomical 

area between the pancreatic head, the duodenum, 

and the common bile duct, which is referred to as 

the groove area. In 1973, Becker [2] first used 
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the German term ‘Rinnenpankreatitis’ to describe 

segmental pancreatitis of the groove area and this 

was later translated into groove pancreatitis by 

Stolte, et al. [3] in 1982. 

 

Case report 

A 33 year old female who is a known diabetic 

with poor compliance, non-smoker and non-

alcoholic presented with complaints of epigastric 

pain radiating to the back aggravated on supine 

position and consumption of food and vomiting 

for  3 days. She had grade 4 dyspnea. She had 

similar complaints one year back. Her brother 

also had dyslipidemia.General examination 

showed signs of dehydration and had tachypnea. 

Vitals showed respiratory rate of 28/min. Other 

vitals were stable.Systemic examination revealed 

hepatomegaly. Her initial laboratory 

investigations showed hemoglobin - 13.2 g/dl, 

total leucocyte count of 14,400 cells/cumm (N-

72%, L-20%, M-6%, E-2%, B-0%), Platelets-

3,20,000 cells/cumm. Random blood glucose 

was 513 mg/dl and HBA1C was 11.2%. Urine 

ketones were positive (3+). Arterial blood gas 

showed high anion gap metabolic acidosis (pH-

7.112, Hco3- 8, pCo2- 27, AG-18). Renal 

function tests, serum electrolytes, liver function 

tests, coagulation profile were normal. Cardiac 

evaluation was normal. Her serum lipase was 

increased several folds with value of 3133 U/l 

(<40U/l). Her CECT abdomen (Photograph - 1) 

findings were suggestive of acute pancreatitis 

and there were extensive peri-pancreatic 

inflammatory changes in the 2
nd

 and 3
rd

 part of 

duodenum suggestive of Groove pancreatitis and 

a enlarged liver 20 cm with diffuse 

hypoattenuation suggestive of Fatty Liverwith no 

evidence of pancreaticnecrosis. Lipid profile 

revealed  total cholesterol-1099 mg/dl (160-200 

mg/dl), triglycerides- 6280 mg/dl (50-150 

mg/dl), HDL-25 mg/dl (30-60 mg/dl), LDL-600 

mg/dl (80-175 mg/dl), VLDL-470 mg/dl (2-30 

mg/dl).Modified ransons score at admission – 1 

point, at 48 hours- 2 Points and BISAP score - 1 

point. Initially IV Fluids along with IV insulin 

were started in view of Diabetic ketoacidosis and 

analgesics for symptomatic relief. Her symptoms 

started improving. Repeat serum Lipase at day 3 

was 500 and triglycerides were 1600 

(Photograph - 2). She was discharged with 

Insulin, statin, fenofibrate and omega 3 fatty 

acid. She is currently under follow up and her 

serum lipase, amylase and triglycerides were 

normal. 

 

Photograph – 1: CECT Abdomen showing 

moderate peripancreatic fat stranding with 

reactive inflammatory changes in the 2
nd

 and 3
rd

 

part of duodenum suggestive of Groove 

pancreatitis and enlarged liver 20 cm with diffuse 

hypoattenuation suggestive of Fatty Liver.   

 

 
 

Photograph – 2: Trends of serum triglyceride 

and lipase levels. 
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Discussion 

Hypertriglyceridemia induced Pancreatitis make 

up 1 to 35% of all cases of Acute Pancreatitis 

and 56% of pancreatitis cases during pregnancy. 

In a study by Nawaz, et al. [4], patients with 

hypertriglyceridemia induced pancreatitis were 

younger in age, predominantly male and had a 

personal history of diabetes or obesity as 

compared to acute pancreatitis patients with 

Hypertriglyceridemia. 

 

 A recent prospective RCT by He, et al. on 66 

hypertriglyceridaemia-induced acute pancreatitis 

patients received either early high-volume 

haemofiltration (HVHF) or low molecular weight 

heparin (LMWH) plus insulin as an emergent 

triglyceride-lowering therapy. As per the results, 

HVHF lowered triglyceride levels more quickly 

than LMWH plus insulin therapy, but no 

difference was noted in terms of clinical 

outcomes, local pancreatic complications, need 

of surgery and cost [6]. 

 

A case control study by Oza, et al. involving 

Thirteen patients with Groove pancreatitis in 

which 84.6 % were males, all with a history of 

smoking (mean, 37.54 ± 17.8 pack-years), were 

identified. Twelve patients (92.3%) had a history 

of heavy alcohol drinking [7]. 
 
 

Clinicians must consider peripancreatic cancer 

for a differential diagnosis of groove pancreatitis. 

Other differential diseases include autoimmune 

pancreatitis and duodenal hamartoma [8]. 

Groove pancreatitis should always be considered 

when a patient has a history of excessive alcohol 

consumption. But in our case there is no history 

of alcohol consumption and hypertriglyceridemia 

was identified as the etiology making it a rare 

entity. 

 

Conclusion 

Acute Pancreatitis secondary to HTG is well 

established cause but a rare entity. Finding out 

the etiology and timely intervention can greatly 

reduce morbidity and mortality in acute 

pancreatitis. 
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