
 

 

Case Report 

 

PurtcherLike Retinopathy Complicating Acute 

Pancreatitis: Rare Case 

ABSTRACT : 

Acute pancreatitis is an inflammatory process in the pancreas that can affect other distant organs . 

Ophthalmologic involvement in particular Ischemic retinopathy known as "Purtscher" during acute pancreatitis 

has been exceptionally associated, Purtscher retinopathy is a retinal vasculopathy most commonly caused by 

head or chesttrauma. The most frequent signs include white ischemic infarcts (cotton-wool spots) and retinal 

hemorrhages (intraretinal, preretinal, or flame). The signs of ischemic vasculopathy predominate in the 

interpapillomacular zone. Pathophysiology is not yet fully understood and no treatment has proven effective to 

date. We report a case of a 48-year-old woman with sudden bilateral loss of vision caused by Purtscher 

retinopathy in acute pancreatitis. 
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INTRODUCTION :  

Patients with acute pancreatitis are subject to several complications due to the excessive release of proteolytic 

enzymes, kinins, lipase, and other active peptides from the inflamed pancreas that can activate complement and 

produce a process that promotes a multisystem disorder(1). Purtscher's retinopathy (PR) is a very rare disease 

with an incidence of 0.24 cases per million per year. It is an occlusive and hemorrhagic vasculopathy, and was 

originally described as part of the post-traumatic crush syndrome in 1910. It usually occurs after head or chest 

trauma after a road accident(2), it can be secondary to non-traumatic causes such as autoimmune diseases, renal 

failure and some viral diseases (3) and exceptionally complicating acute pancreatitis (4). Purtscher's like 

retinopathy(PR) is a generally bilateral and asymmetric, rarely unilateral, vision loss resulting from a disorder of 

choroidal and retinal microcirculation (1,5,6). 

The case presented here illustrates through an observation of a bilateral typical ophthalmologic complication, 

rarely recognized as pseudoretinopathy of acute pancreatitis, which is well documented in the ophthalmologic 

literature but is not commonly recognized by visceral surgeons. 

 

Case Présentation: 

It is a 48 year old female patient, with no past medical history, admitted in emergency for cholangitis, with a 

generalized jaundice over 20 days, associated with a right hypochondrium pain, vomiting, and clinical 

cholestasis syndrome, with 39°C fever  and an alteration of overall health condition. Physical examination found 

a patient whith GCS of 15/15 with normal circulation and respiratory rate. With sensibility in the right 

hypochondrium. Abdominal ultrasonography revealed hydro cholecystitis associated with gallstone and the 

common bile duct dilated to 14 mm in diameter containing microlithiasis. Liver function tests was elevated with 

total bilirubin of 114 mg/l and conjugated bilirubin of 101 mg/l. After medical treatment of the angiocholitis, the 

patient underwent endoscopic retrograde Cholangio-pancretography with sphincterotomy and biliary drainage 

with insertion of a biliary prosthesis. At D3 postoperative, the patient presented epigastric pain radiating to the 

back with a lipasemia greater than 13 times normal; an abdominal CT scan is performer; showing stage B 



 

 

pancreatitis (Figure1).Complicated two days later, by a sudden bilateral loss of the vision. Ophthalmological 

examination revealed bilateral visual acuity with positive light perception and intraretinalhaemorrhages with 

cottony nodules in the fund of eye(Figure2). The diagnosis of Purtscher'slike retinopathy was established. She 

benefited clinical monitoring, diet restriction and symptoms treatment with parenteral nutrition and vitamin B1, 

B6 and B12 supplementation combined with anticoagulant treatment and intravenous corticosteroid 

therapy.  The evolution was marked a clinical recovering of the pancreatitis with disappearance of jaundice and 

normalization of the hepatic assessment with progressive improvement of vision acuity, which passed to 3/10 in 

the right eye and 4/10 in the left eye with regression of the cottony nodules at the fund of eye. 

Ten days after recovery, the patient had a laparoscopic cholecystectomy for gallstones. The patient progressed 

favorably and discharged on the D10 without complications. The follow up in 1 year was uneventful. 

 

 

 

Figure 1 : Abdominal CTscan : Stage B Pancreatitis (P), common bile duct (CBD) dilated (14 mm in 

diameter) containing microlithiasis.Gallblader (GB), Liver (L). 
 
 



 

 

 

Figure 2 :Fundoscopy (right eye)Multiple cotton-wool spots and intraretinal hemorrhages  

 

 

DISCUSSION: 

  

Acute pancreatitis (AP) is an inflammation of the pancreas, usually resulting from obstruction of the flow of 

pancreatic secretion. Its incidence is 0.1 to 1 thousand cases/year, and is most often secondary to gallstones in 

both sexes, or to alcohol. In the standard definition of AP, abdominal pain is a key element in the diagnosis of 

AP. The pain is usually acute, constant and localized in the epigastric area or upper right quadrant, and often 

radiates to the back. The results of the physical examination may be variable and may include severe abdominal 

symptoms (7). Complications result from the activation of digestive enzymes in the pancreas that activate an 

interaction chain that promotes the formation of white blood cell emboli that contribute to vessel damage (1) and 

may affect other organs located at a distance. Ophthalmological damage has been exceptionally secondary to 

acute pancreatitis (3). Purtscher-type pseudoretinopathy with bilateral loss of vision impairment is a rare and 

serious complication of acute pancreatitis (8). The association of acute pancreatitis and Purtscher's like 

retinopathy was first described in 1975(8). Since then, only about 15 cases have be reported. Usually retinopathy 

appears as a consequence of pancreatitis, but one case has been described where visual disturbances preceded the 

signs of acute pancreatitis(4). It was found in most cases there was a context of chronic alcoholism, and that the 

presence of this retinopathy was an important prognostic factor in pancreatitis.In the literature, conditions such 

as liver and pancreas failure have been reported due to synthetic cannabinoids such as Bonzai, describing the 

association between Purtscher-like retinopathy and substance (Bonzai) abuse (14). Bilateral PR was presented in 

60% of cases (9) and male sex was also a good prognostic factor(9). 

 

The pathophysiology of this disease has not been fully elucidated (1). Several theories have been advanced since 

the initial mechanical theory, reserved mainly for traumatic etiologies. The most commonly accepted is micro 

embolization, which causes pre-capillary arteriolar occlusion and micro vascular infarction of the nerve fibre 

layer of the retina, forming cotton wool stains (9). This could be due to fat emboli, which are known 

complications of acute pancreatitis, causing retinal ischemia(1)(8), or to pancreatic proteases in the systemic 

circulation, typically described in acute pancreatitis(10). 



 

 

The two main ophthalmologic signs are cottony nodules and small numbers of flaming hemorrhages, present 

respectively in 92% and 83% of cases (11). The circumstances in which cottony nodules can occur in the retina 

are very numerous, the most frequent cause being diabetic retinopathy, hypertensive retinopathy, Purtcher's 

syndrome and acute pancreatitis also give rise to emboli that can occlude the retinal 

arterioles(12).Purtscher'sFleckens, which are pathognomonic, are present in only 50% of cases. It is a bleaching 

of the inner retina between arterioles and venules with characteristic sparing of the 50 µm on either side of the 

retinal arteries and pre-capillary arterioles. These lesions are mainly located at the posterior pole. Atrophy of the 

pigmentary epithelium and pallor of the optic disc appear late. The final visual prognosis is variable and seems to 

be related to the initial visual acuity and the speed of disappearance of the initial lesions. It is all the better if the 

initial visual acuity is good and the lesions of the fundus disappear quickly. Some studies have shown that half of 

the patients recovered spontaneously one month after the acute episode(6). 

There is no consensus on treatment (10), and proposed treatments to restore retinal circulation in the acute phase 

of occlusion have not been proven efficacity(12). Some authors propose high-dose intravenous corticosteroids 

(10), with accelerated visual recovery after use (9). They inhibit leukocyte aggregation secondary to high-dose 

complement activation and are thought to play a neuroprotective role. However, at the time of diagnosis, the 

phenomena of leukocyte aggregation and ischemia are already in place and treatment would only have an impact 

on the reduction of retinal edema(10). In the clinical case presented, the recovery of retinal lesions and acute 

pancreatitis was superposed, and anticoagulant treatment (heparin at hypo-coagulant doses) proved to be 

indispensable due to the various thrombophlebitis complicating pancreatitis. Anticoagulants can sometimes be 

combined with vasodilators or systemic corticosteroids. These corticosteroids are useful adjuvants for the 

reduction of necrotic inflammation could block granulocyte aggregation induced by the C5a fraction of 

complement(13). However, their therapeutic use is controversial and more information is needed to determine 

whether or not corticosteroids may alter the natural history of a patient with Purtscher'spseudo retinopathy(9). 

Careful and continuous clinical observation of each patient and treatment of the underlying etiology may be the 

most reasonable treatment option taking out the risk of adverse drug reactions (1,9). 

  

CONCLUSION: 

Purtscher's Pseudo-retinopathy (PR) complicating acute pancreatitis (AP) is an exceptional entity. The visual 

prognosis is variable depending on the degree of macular involvement; sometimes it is severe especially when 

there is retinal ischemic and edema whose pathophysiology is still discussed today. There are currently no 

recommendations for the treatment of Purtscher's syndrome and it is based on the treatment of the etiology. 

Abbreviation list: 

AP:    Acute pancreatitis 

PR:    Purtscher's Pseudo-retinopathy  

CBD :   Common bile duct  

GB:       Gallblader 

L:          Liver 
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