
To the Editor

Spontaneous bacterial peritonitis (SBP) is a life-
threatening complication of decompensated liver
cirrhosis. Bacterial translocation to mesenteric
lymph nodes is an important initial step in the
pathogenesis of SBP. This process is facilitated by
impaired intestinal motility, small bowel bacterial
overgrowth and impaired function of the intestinal
immune defense (1, 2). The importance of portal
hypertension per se as related to small intestinal
motility and bacterial overgrowth of the upper gut
is poorly understood. Gastrointestinal bleeding fa-
cilitates intestinal bacterial overgrowth and is
thereby associated with bacteriemia and SBP (3,
4). SBP was not previously reported in noncirrho-
tic portal hypertensive patients. Here, we report
the first case of a patient with noncirrhotic portal
hypertension and neutrocytic ascites which deve-
loped after gastrointestinal bleeding. 

A 65-year-old man, was admitted to our emer-
gency service with bright red vomiting and fati-
gue. On physical examination, splenomegaly and
ascites were found. Gastroscopic examination re-
vealed grade 3 esophageal varices. He was treated
with somatostatin infusion and variceal band liga-
tion. Laboratory analyses were as follows: eryth-
rocyte sedimentation rate 46 mm/h, leukocyte
4700/mm3, hematocrit 30%, hemoglobin 9 g/dl, pla-
telets 90000/mm3, prothrombin time 13 (control
12) sec, aspartate aminotransferase 45 IU/L, ala-
nine aminotransferase 34 IU/L, alkaline phospha-
tase 183 IU/L, gamma glutamyl transpeptidase 46
IU/L, total bilirubin 0.84 mg/dl, direct bilirubin
0.41 mg/dl, albumin 3.9 g/dl, and gamma globulin
1.4 g/dl. Hepatitis B surface antigen and antibody
to hepatitis C virus were also negative. Ascitic flu-

id analysis was concordant with portal hypertensi-
ve type [glucose 73 mg/dl, LDH 115 IU/L, total
protein 1.2 g/dl, albumin 0.7 mg/dl, serum ascites
albumin gradient 2.3 g/dl, leukocyte 1200/mm3,
granulocyte 790/mm3]. Intravenous ceftriaxone 2
g/day was started with presumed diagnosis of
SBP. In spite of a negative ascitic fluid culture,
normalization of leukocyte count in the third day
of therapy with clinical improvement confirmed
SBP diagnosis. Probable culture negativity may
have been due to inappropriate ascites sampling
under emergency conditions. Liver biopsy showed
portal fibrosis. In laparoscopic examination the li-
ver was assessed as noncirrhotic. Computerized
tomography with portal angiography revealed
thrombosis in portal vein and splenic vein, partial
thrombosis in superior mesenteric vein and left
splenorenal shunt. He was diagnosed with non-
cirrhotic portal hypertension and neutrocytic asci-
tes with these findings. 

This is the first case presented with noncirrhotic
portal hypertension and probable SBP. Portal
hypertension, by producing congestion and edema
of the bowel wall, could increase the passage of
bacteria from the intestinal lumen to regional
lymph nodes, to the systemic circulation, or to
both (5). Portal hypertension is also associated
with altered intestinal motor and mucosal functi-
on. In acute thrombotic events, a minimal ascites
may occur which improves within several days.
The radiologic images of the thrombi seemed to be
chronic, and the presence of a spontaneous shunt
suggested that this clinical condition was a chro-
nic event rather than an acute process. This case
showed that neutrocytic ascites associated with
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noncirrhotic portal hypertension is probably infec-
tious in origin. Gastrointestinal bleeding may also
facilitate SBP even in the absence of hypoalbumi-

nemia, which has an important role in opsonizati-
on. Ascites should be analyzed in all patients with
cirrhotic and noncirrhotic portal hypertension.
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