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Clinical Case No: 5 
 
77-year-old female 
 
Past medical history: no significant pathological events 
 
Recent medical history: 

• Cataract surgery (left eye); 
• Onset of retinopathy 3 weeks later; 
• Deflazacort (60 mg) therapy (30 days after eye surgery); 
• Mild pain in the left hypochondrium 7 days after starting steroid therapy; 
• Deflazacort reduced by half (30 mg); 
• Appearance of diffuse exanthema with pruritus (urticaria) 7 days later; 
• Steroid therapy suspended and antihistamine treatment begun (180 mg fexofenadine 

hydrochloride) for 3 days, leading to disappearance of exanthema and pruritus. 
 

 
Onset of present disease (50 days after cataract surgery, 20 days after starting steroid therapy)  

Although exanthema and pruritis disappeared, 3 days later the following symptoms appeared: 
• Severe weakness, dyslalia and mental confusion, anorexia, pain and/or discomfort in the 

epigastrium and the left hypochondrium; 
• Pain gradually intensified, becoming continuous and spreading to the whole abdomen; 
• Nausea and vomiting appeared 
• Bowels obstructed to passage of gas and stools 
 

 
Emergency hospitalization 
The patient presented in serious general condition upon admission. In addition to the above-
mentioned symptoms, she presented extreme prostration, mental confusion, tachycardia (115 bpm), 
weak pulse, arterial hypotension (arterial pressure 80/50), no fever, anuria. The abdomen was 
distended and tender, slightly painful on palpation, especially in the left quadrants. Peristaltic 
movements were absent on auscultation. 
 
 
Transfer to the Intensive Care Unit (ICU). 
The first examinations showed: 

• Severe anemia with neutrophilic leukocytosis (WBC count: 30,000) and increased platelet 
count 

• Dehydration and anuria (PVC: -2; BUN: 80; creatinine: 3.8) 
• Absence of fever 
• Air - liquid levels in intestinal loops without presence of free air in the peritoneum; gastro-

duodenal distension on abdominal X-ray 
• Confirmation on CT scan of gastroduodenal ectasia with marked stagnation and stenosed 

jejunal loops with thickened walls (see Fig. 1-2). 
1,500 ml of fecal-like liquid was extracted using a nasal-gastric tube. The abdomen, though 
decompressed, was still intractable and tender with a positive Blumberg’s sign. Other objective 
examination findings were stertorous breathing, raised and hypomobile lung bases, painfulness of 
Douglas’ pouch on rectal exploration. 
Subclavian parenteral treatment lead to moderate improvement (diuresis reached 1,800 ml in 24 h) 
and an acceptable stabilization of conditions. 
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Fig. 1 
 

 
 

Fig. 2 
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The patient’s conditions, while slightly improved, nonetheless remained serious after 24 hours in 
the ICU. Although surgery carried a high degree of risk, the clinical and radiological pictures 
demanded surgical intervention without further delay. 
 
Surgical Report 
Xipho-pubic median laparotomy. Approximately three liters of endoperitoneal hemorrhagic liquid 
was aspirated (samples were taken for culture and cytological examination). Immediately below 
Treitz’s loop, which was markedly distended with thickened walls, loops for nearly one meter were 
brownish-violet, with anatomo-pathological features of hemorrhagic infarction; they were also 
dilated, as were the remaining loops, which presented areas of vascular damage. The cecum and the 
right colon up to the transverse colon were dilated by the liquid and gas contents. The left colon 
appeared to be normal. While large mesenteric arterial and venous vessels and their ramifications 
were normal, the mesentery of infarcted segments at the insertion margin presented a dense array of 
thrombosed venules. Similar venous processes (thrombosed venules) were also observed in the 
greater omentum and throughout the remaining mesentery, even where the corresponding vessels 
were seemingly normal. The liver was pale and anemic in appearance. No other remarkable 
findings. Loops were decompressed by aspirating the contents. Resection of the infarcted segment 
followed resection of the corresponding mesentery. Antiperistaltic side-to-side jejunoileal 
anastomosis (GIA + TA 30 green). The mesenteric incision was closed, and the anastomosis 
protected with the greater omentum. Toilet of the abdominal cavity, tube drainage of Douglas’ 
pouch and of the left and right paracolic gutters. Suture of the abdominal wall 

 
Fig. 3 - Operating field 

. 
 
                                                                           
      Jejunal loop with hemorrhagic infarction 

Dilated Treitz’ loop with irregular vascular pattern 
Ileal, colic and omental areas with thrombosed venules 
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                                                                              Fig. 4 
 

Fig. 5 
The array of thrombosed venules at the mesenteric insertion is clearly visible 
With the Kocher clamp the thrombus is squeezed out (toothpaste tube effect) 
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Anatomopathology 
Gross Examination (Fig. 6-7): 90-cm-long section of small intestine, dark, wine-red, in color; 
swollen and edematous wall. At both extremities, for about 8-10 cm, the intestinal wall had a 
normal color. On opening, hemorrhagic content with blood clots found inside the intestinal lumen. 
The mucous membrane was severely congested with highly necrotic-hemorrhagic areas tending to 
formation multiple ulcers. The wall was edematous and hemorrhagic. 

 
Fig. 6 

 
Fig. 7 
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After fixation in 10% formaldehyde for 48 h, samples of infarcted areas and of the proximal and 
distal extremities were taken. Samples were processed using standard techniques and imbedded in 
paraffin. Histological sections were stained with hematoxylin and eosin. 
 
Microscopic Examination: Large necrotic areas of the mucous membrane, marked edema of the 
wall, patent venous vascular congestion with endoluminal thrombosis and diffuse hemorrhagic 
infiltration of all layers of the wall. A layer of fibrinous material was stratified on the serous 
membrane. The structure appeared preserved at the proximal and distal sections at the resection 
margins. Microscopic sections confirm extensive ischemic and hemorrhagic necrosis of ulcerative 
stage small intestine. 
 
Histopathology Diagnosis: extensive hemorrhagic infarction of the small intestine. 
 
Post-operative Recovery 
The patient remained in the ICU. Severe general conditions required repeated therapeutic 
adjustments at various levels. Only after 24 hours did signs of stable improvement appear (acid-
base balance, cardiovascular activity with acceptable and stable blood pressure, diuresis, gradual 
neuromuscular recovery, etc.). 
Intubation could be removed 50 hours after surgery. The patient was conscious, with stable clinical 
parameters. Bowels open to gas. 
 
At 72 hours the patient was mobilized. 
 
On day 3 clear improvement was seen: the patient was able to stand up, to drink liquids, regular 
diuresis, bowels open to gas and stools. 
 
On day 5 the patient left the ICU and resumed normal feeding. 
 
Thereafter, from the surgical standpoint, recovery progressed normally: abdominal drains could be 
removed, the laparotomic wound healed by first intention, the patient could move freely, ate 
normally and gastrointestinal functions returned to normal. From the perspective of cardio-
circulatory, respiratory and renal function, however, she remained unstable and required constant 
monitoring by consultant cardiologists, lung specialists and nephrologists. Intensive monitoring by 
means of laboratory tests was continued and the therapy constantly adjusted accordingly. 
 
On day 15, the patient was surgically recovered, but for the above-mentioned reasons she was not 
discharged but transferred from surgery to internal medicine. 
 
In the following days, respiratory and renal symptoms worsened, with attacks of tachypnea and 
tachycardia and alternating periods of oliguria and polyuria. Aggravation of the nephrological 
picture prompted hemodialysis. Impaired liver function and mental confusion soon set in. The 
pathological picture was interpreted as multiple organ failure (MOF), which resulted in the patient’s 
death (30 days following the surgery). 
 
Comment 
The case can be classified as a form of intestinal infarction due to venous occlusion. The finding of 
thromboses located above all in the smallest and most proximal mesenteric venous ramifications, 
but not in the collector branches and major mesenteric venous vessels, as well as in other sites (e.g., 
the greater omentum, jejunoileal loops, and mesocolic areas), is suggestive of a so-called 
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"mesenteric inflammatory veno-occlusive disease” (MIVOD), a rare form of “intestinal infarction 
caused by unusual reasons”.1  
 
Other events in the patient’s medical history induce speculation on pathogenetic correlations. The 
abdominal syndrome appeared gradually and insidiously (pain in the left abdominal quadrants) 14 
days after the onset of retinopathy (three weeks after cataract surgery) and seven days after 
beginning steroid therapy (Deflazacort) for the eye condition. After 15 days of steroid treatment 
urticaria occurred; the steroid was suspended and antihistamines were administered. While this 
resolved the exanthema, it triggered the serious syndrome that led to emergency hospitalization. 
 
Are there pathogenetic correlations among these events (rethinopathy, steroid therapy, urticaria and 
intestinal thrombosis)? 
 
1st hypothesis – Deflazacort can induce dermatological and vascular changes 2,3,4,5 
 
2nd hypothesis – one of adverse effects of corticosteroids is increased blood coagulation with 
possible thromboembolic complications 6 
 
If, however, the case is examined in its entirety, other events beyond those cited can be added. 
Chronologically, these were: the initial ophthalmopathy, the dermatological signs, the thrombotic 
event with very peculiar feature of dissemination to peripheral venules, the signs of functional 
failure of a number of organ components, including the central nervous system, both at outset and 
with a gradual but progressive worsening that led to the terminal multiple organ failure. As such, a  
 
3rd hypothesis – can be formulated: could this be Behcet’s syndrome? 
During the postoperative course, when various phenomena of functional failure continued to arise 
and to gradually worsen, the attending internal medicine consultants surmised a vasculitis 
component, but all the diagnostic examinations conducted for this purpose were consistently 
negative. At present, since no specific examinations are available for this disease, the diagnosis can 
only be made on only clinical grounds7. Behcet’s syndrome involves multiple systems and organs, 
including the skin, eyes, central nervous system, the gastroenteric system8,9and develops 
thromboembolic activity 10,11. Findings of gastrointestinal ischemia have been reported in the 
literature 12,13. 
 
Regardless of the outcome, this case presents some intriguing points, namely: 

• Possible adverse (allergic and coagulative) effects of a corticosteroid; 
• A clinical picture resembling "mesenteric inflammatory veno-occlusive disease” (MIVOD), 

in turn accounting for so-called “intestinal infarct caused by unusual reasons” 
• The probable vasculitic etiopathogenesis of Behcet’s type, ultimately responsible for the 

disease that resulted in patient’s death 
(*)  
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(*) This case presents unusual findings difficult to interpret from an etiopathological standpoint and 
not conducive to therapeutic choices. The comments and views of experts on the topics dealt with 
are most welcome (e.g., through the take up of issues in an on-line discussion forum). 


