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Letters to the Editor

Pylephlebitis and septic thrombosis of the inferior mesenteric vein 
secondary to diverticulitis

Dear Editor,
A 74-year-old diabetic male patient presented with a 15-day 

history of abdominal pains and episodes of fever. Laboratory find-
ings included leukocytosis and discretely increased C-reactive 
protein, as well as aspartate aminotransferase (AST) and alanine 
aminotransferase (ALT) at the upper limits of normality. Non-
contrast-enhanced computed tomography (CT) of the abdomen 
showed signs suggestive of an inflammatory process with sigmoid 
diverticulosis (Figure 1A). The patient presented clinical worsen-
ing, was unresponsive to antibiotic therapy, and evolved to jaun-
dice in one day. Additional laboratory tests showed increases in 
leukocytosis, C-reactive protein, AST, ALT, and total bilirubin. A 
blood culture showed growth of Citrobacter spp., Streptococcus 
spp., and Klebsiella spp. A contrast-enhanced CT scan of the ab-
domen demonstrated thrombi and gas in the portal venous system 
(Figure 1B), spleno-mesenteric junction (Figure 1C) and inferior 
mesenteric vein (Figure 1D). Subtotal colectomy was performed, 
and the pathology study confirmed an acute inflammatory pro-
cess with sigmoid diverticulosis and an incidental finding of a 
small cecal adenocarcinoma. The antibiotics were changed, and 
parenteral anticoagulation was started. The patient evolved to 
clinical improvement, being discharged after one month.

Pylephlebitis, which is characterized by septic thrombosis 
of the portal vein or its branches(1–3), has an annual incidence of 
0.37–2.7 cases per 100,000 inhabitants per year(4,5). It occurs in 

0.16% of patients with intra-abdominal infections(4). It typically 
affects individuals between 40 and 65 years of age, and 60–
70% of the affected individuals are male(4–6). The main causes 
include diverticulitis (in 19–30% of cases), pancreatitis (in 
5–31%), appendicitis (in 2–19%), infections of the biliary tract 
(in 3–14%), and inflammatory bowel disease (in 2–6%)(4–7), as 
well as umbilical catheterization and omphalitis in neonates(3). 
Risk factors for pylephlebitis include the following(4–6): a his-
tory of surgery, seen in 29–37% of patients; smoking, seen in 
29%; malignancies, seen in 6–17%; immunosuppression, seen 
in 14%; blood dyscrasias; alcoholism; and steroid use.

The clinical presentation of pylephlebitis is nonspecific, 
common symptoms being fever, abdominal pain, nausea, diar-
rhea, and anorexia; however, a presentation of jaundice accom-
panied by fever and abdominal pain should raise the suspicion of 
the disease(4–6). Laboratory findings include leukocytosis (in 80% 
of cases), positive culture in blood or tissues (in 44–88%), elevated 
liver enzymes (in 40–69%), and total bilirubin (in 55%). From 
cultures, a single microorganism is isolated in 47% of cases and 
multiple microorganisms are isolated in 44%, the most common 
being anaerobic, gram-negative bacteria. The pathogens typically 
identified include Escherichia coli, Streptococcus spp., Bacteroides 
spp., Proteus spp., Klebsiella spp., and Enterobacter spp.(4–6).

In patients with pylephlebitis, Doppler ultrasound is useful 
for the characterization of thrombi, portal vein ectasia, collateral 
venous networks, hepatosplenomegaly, and ascites(2,4,8–12). The 
diagnostic method of choice is intravenous contrast-enhanced CT, 

Figure 1. A: Non-contrast-enhanced abdominal CT of the patient at admission, showing increased density of mesenteric fat around the sigmoid colon (arrow-
head), where some colonic diverticula were also present, suggesting an inflammatory process. B,C,D: Intravenous contrast-enhanced CT, acquired in the portal 
phase, after clinical worsening of the patient, showing thrombi (white arrows) in the left branch of the portal vein (B), spleno-mesenteric junction (C,D) and inferi-
or mesenteric vein (D), together with gaseous foci (black arrows) in the intrahepatic portal venous system (B) and inferior mesenteric vein (D), as well as ascites.
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Boerhaave’s syndrome: the role of conventional chest X-ray

Dear Editor,

It was with great enthusiasm that we read the article “Boer-
haave’s syndrome: a differential diagnosis of chest and abdomi-
nal pain” published in the March/April 2018 issue of Radiolo-
gia Brasileira(1). Although the article mentioned that the use of 
conventional imaging methods is of great value in the immedi-
ate detection of esophageal rupture, we would like to add some 
information to the text based on simple X-rays, given that the 
article provided only computed tomography images.

In spontaneous esophageal rupture (Boerhaave’s syndrome), 
the diagnostic radiological finding is the V sign of Naclerio (Fig-
ure 1), identified on a chest X-ray as two hypertransparent V-
shaped lines, one along the left border of the aorta and the other 
creating the continuous diaphragm sign on the left. The sign is 
produced by the presence of air between the left diaphragm and 
the descending aorta (vertical branch of the V) and between the 
left diaphragm and the parietal pleura (horizontal oblique branch 
of the V). The V sign was first described in 1957 by a thoracic 
surgeon, Emil A. Naclerio (1915–1985), in patients with rupture 
in the left posterolateral region of the esophagus(2). However, the 
sign is not pathognomonic and might not be seen in (iatrogenic 
or traumatic) lesions at the level of the proximal esophagus(2–4).

Bladergroen et al.(5) observed that esophageal lesions were 
iatrogenic, secondary to endoscopy, in up to 55% of cases; spon-
taneous in 15%; caused by a foreign body in 14%; and due to 
trauma in 10%. Other chest X-ray findings that indicate pneu-
moperitoneum include pneumopericardium, the continuous 
diaphragm sign, the continuous left hemidiaphragm sign, the V 
sign of brachiocephalic vein confluence, and the ring-around-
the-aorta sign(2–4). Simple X-ray is a useful, practical, fast, and 
portable method that can be employed in severely ill patients 
hospitalized in closed units, which makes it a very important 
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which can reveal gas in the portal venous system (in 18% of cases) 
and hypodense vascular thrombi. Thrombosis of intrahepatic seg-
ments of the portal vein, the superior mesenteric vein, and the 
splenic mesenteric vein is observed in 39%, 42%, and 12% of cas-
es, respectively, compared with only 2% for the inferior mesenteric 
vein. Unlike pneumobilia, gas in the portal venous system (hepatic 
portal venous gas) extends to the hepatic periphery(2,4,8–12).

In cases of pylephlebitis, the most widely used therapy is 
the combination of anticoagulants and antibiotics. Surgical 
treatment is reserved for unresponsive cases and for resection 
of the inflammatory/infectious focus, as well as for drainage of 
large fluid collections and abscesses(4–6). The reported mortal-
ity rates range from 11% to 50%(2,4–8). Complications occur in 
20–50% of cases, such complications including hepatic abscess-
es (in 37%), mesenteric venous infarction, chronic portal vein 
thrombosis, and portal hypertension(2,4–8).
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Figure 1. The V sign of Naclerio. A one-year-old male, hospitalized with a 
diagnosis of pneumonia in the lower left lobe, with no satisfactory response 
to treatment. After the insertion of a nasogastric tube, there was worsening 
of the clinical status, a chest X-ray showing the V sign of Naclerio and sug-
gesting a diagnosis of esophageal rupture with pneumoperitoneum. Vertical 
branch (thin arrows) and horizontal branch (thick arrow).


