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INTRODUCTION

Crohn’s Disease (CD) is an inflammatory bowel disease that potentially 
may affect any part of the gastrointestinal tract, from the mouth to 

the anus. Etiopathogeny remains uncertain, but it is known that CD is 
associated with several complications, such as fistulas and abscesses (1-6). 
Most common clinical aspects include diarrhea, abdominal pain, weight loss 
and fatigue. Extraintestinal manifestations such as uveitis, iritis, arthritis 
and arthralgia are also possible (1-6). Despite being a disease with a varied 
clinical picture, ascites is very unusual. In literature, few cases of CD are 
reported as associated with ascites. Most of those cases are a result from 
disease complications, however, some remain a mystery to current medicine. 
This article aims at reporting one case of Crohn’s Disease with this atypical 
association (7-18).

CASE REPORT

Female, 27 years old, developed a sudden condition of abdominal pain in the 
right hypochondrium and epigastrium, diarrhea with melena and yellowish 
vomiting with food remains. After a few hours, it progressed with worsening 
of pain, abdominal distension and vomiting. She went to the local hospital 
and the doctor decided she needed an emergency laparotomy because of 
the clinical features of intestinal occlusion and evolution of the abdominal 
pain, distension and vomiting. During surgery, voluminous ascites with 
citrine aspect and jejunum loop with infiltrated and thickened aspect were 
observed. No analysis of the fluid was made during that time. She remained 
hospitalized until she could bear a soft diet. She progressed with partial 
symptom improvement, remaining with mild abdominal pain, diarrhea 
with food remains, and no vomit and accepting a soft diet. After 30 days, 
symptoms were accentuated again, with associated ponderal loss of 20 kg, 
asthenia and intolerance to oral diet. She was hospitalized again, with lab 
tests shown in Table 1. Upper gastrointestinal endoscopy was performed, 
indicating pangastritis, duodenite and sparse erosive injuries in the second 
part of the duodenum. An ultrasound was requested, showing normal liver, 
kidneys with hydronephrosis grade I to the left and grade II to the right, fluid 
in the lower abdomen and small amount of fluid in the hepato-renal area. 

Since there was just a small amount of fluid, no paracentesis was made 
because of the risk of intestinal lesion. Therapy with ciprofloxacin, 
metronidazol, omeprazol and metoclopramide was initiated for 15 days. 
Nasoenteral probe was inserted for supplementation of 100 ml slowly; 
however, patient had post-prandial vomiting and diarrhea. Colonoscopy was 
requested; however, patient had worsening of symptoms, and was not able 
to peform the exam. A rectosigmoidoscopy was made showing unspecific 
colitis. After electrolytic correction, the patient showed partial improvement, 
however, not accepting food. New upper gastrointestinal endoscopy showed 
moderate enanthematous pangastritis, stenosis in the second portion of 

duodenum, preventing the probe passage. Hydrocortisone was initiated 
for 3 days, with which she showed improvement in the acceptance of 
liquid food. Feeding via nasoenteral probe, in small amount, was restarted. 
Hydrocortisone was replaced with prednisone 40 mg. After 3 days, the 
patient progressed well, accepting soft meal to then light oral meal. She was 
discharged with prescription for prednisone, omeprazol, ondasetron and 
referral to gastroenterology department, where she continues to have regular 
follow-up, with total improvement of symptoms.

DISCUSSION

In this case, the diagnosis of CD was based on clinical aspects; surgery 
finding - jejunum loop with infiltrated and thickened aspect and endoscopic 
findings - stenosis in the second portion of duodenum in the gastroscopy 
and colitis in the rectosigmoidoscopy. In the report above, it is presented 
a case of CD associated with voluminous ascites. That association is very 
unusual, with few reports in global literature (7-10). Most cases reported are 
due to causes that are secondary to CD, such as gastrointestinal perforation, 
portal vein thrombosis due to hypercoagulability, tendency to development 
of malignancies, such as lymphomas and protein-losing enteropathy (PLE) (7-
18). In that case, we observe that the patient showed intense diarrhea during 
most part of her clinical picture, associated with major hypoalbuminemia. 
That makes us believe that the most probable cause of ascites was a PLE, 
which caused albumin depletion, thus causing the formation of ascites (7,16-
18). The diagnosis of PLE is based on history and physical examination. 
The request of others laboratory test such alpha-1-antitrypsin can be made 
in doubtful cases. 
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Tests Results
Red Blood Cells 8.7

Hematocrit 25.8
White Blood cell count 3,05,000

Platelets 5,920
Urea 17

Creatinine 0.87
Sodium 143

Potassium 1.9
Albumine 2.7

TAP 14.3
INR 1.1
GOT 44
GPT 39

Gamma GT 110

TABLE 1
Lab tests results 
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CONCLUSION

Since the patient showed symptoms as  diarrhea and an important 
hypoalbuminemia; and CD can cause PLE by enhancing the leakage of 
protein-rich fluids across the eroded mucosa (19); the diagnose was made 
only by the clinical picture presented that is a major point in the case, 
because it is not commonly associate with CD, the ascites, in the presented 
case, was a confounding factor in the diagnosis of the patient and led her to 
be subjected to unnecessary therapeutic measures, such as the exploratory 
laparotomy. 
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