
http://crcp.sciedupress.com Case Reports in Clinical Pathology 2019, Vol. 6, No. 1

CASE REPORT

Eosinophilic peritonitis in a patient with liver cirrhosis:
A case report
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ABSTRACT

Eosinophilic gastroenteritis (EG) is a gastrointestinal disease characterized by abnormal infiltration of eosinophilic cells in the
gastrointestinal tract, excluding known causes of eosinophilia. Eosinophilic peritonitis (EP) is rare and is considered by most
scholars to be a systemic or local allergy to exogenous or endogenous allergens. It is a clinical manifestation of eosinophilic
gastroenteritis involving the serosal layer. Hereby, we report a case of EP in a patient with liver cirrhosis. A 32-year-old man was
admitted to our hospital for intermittent fatigue, abdominal distension and abdominal pain. On account of clinical feature and
pathological results of peritoneal puncture biopsy, excluding other causes of peripheral eosinophilia, the diagnosis of EP with
hepatic cirrhosis was established. The possibility of EP should be paid great attention to patients with cirrhosis with peritonitis.
Gastrointestinal endoscope biopsy, laparoscopy or peritoneal puncture biopsy are conducive to the diagnosis and differential
diagnosis. Therefore, once the disease is suspected, gastrointestinal endoscope biopsy should be performed actively, and multiple
pathological samples should be taken to contribute to diagnosis and treatment. Laparoscopy or peritoneal puncture biopsy is of
vital significance for definitive diagnosis.
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1. INTRODUCTION

Eosinophilic gastroenteritis (EG) refers to eosinophilic gas-
trointestinal disorders, which includes eosinophilic esophagi-
tis, gastritis, enteritis and colitis.[1] Eosinophilic peritonitis
(EP) is a clinical feature of eosinophilic gastroenteritis involv-
ing the serosal layer, which is a rare, benign inflammatory
disorder of the gastrointestinal tract. The estimated preva-
lence reported for eosinophilic gastroenteritis is 1/100,000,
however given the rarity of the diagnosis it is yet underesti-
mated.[2]

According to different layers of eosinophils infiltration in
the gastrointestinal wall, EG is classified into mucosal, mus-
cular and serous lesions by Klein and so on.[3] Its clinical

features are as follows: (1) mucosal lesions: It is the most
common type in clinical practice, characterized by abundant
eosinophils infiltration in mucosa and manifesting as indi-
gestion mainly. (2) muscular lesions: It is relatively rare
in clinical practice, characterized by abundant eosinophils
infiltration in muscularis. And the gastrointestinal wall is
thickened, stiff and nodular, which can lead to intestinal
obstruction. (3) serosal layer lesions: It is rare in clinical
practice, characterized by abundant eosinophils infiltration
in serous membrane. And it can lead to peritonitis, ascites
and a large number of eosinophils in ascites smear. Sub-
serosal infiltration of eosinophils can be seen by laparoscopy
or laparotomy biopsy.
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2. PRESENTATION OF CASE
2.1 Clinical presentation
A 32-year-old Chinese man was recommended to our hos-
pital in December 2012 because of intermittent fatigue for
13 years, abdominal distension and abdominal pain for 14
days. History of present illness: the patient suffered from
intermittent fatigue and was found that hepatitis B etiology
positive for more than 13 years. He was admitted to our hos-
pital for the aggravation of fatigue 10 months ago before this
admission. Liver CT showed a cirrhotic liver and no ascites.
Lamivudine combined with Adefovir was administered as an
anti-viral therapy after the diagnosis of hepatitis B cirrhosis
being established. He was admitted to local hospital for fever
after dinner (up to 38.5◦C), anorexia, abdominal distension
and abdominal pain and liver protection and anti-infection
treatment were performed, but the above symptoms were not
significantly relieved. He was recommended to our hospital
for further diagnosis and treatment. There was no history of
eating raw fish or raw meat, parasitic infection and allergy.

Physical examination: The patient was alert and showed no
distress and was hemodynamically stable. Physical findings
of skin and mucosa, the heart and lungs were normal. The
abdomen was distended and tender diffusely with shifting
dullness present. And rebound and guarding was observed.
There was no splenomegaly, hepatomegaly and bilateral leg
edema.

Figure 1. CT of the whole abdomen before hormone
treatment: 1) diffuse changes of the omentum and
thickening of the mesentery; 2) ascites

Laboratory tests: the count of eosinophil was 1.12 × 109/L.
The level of CRP (110 mg/L), ESR (22 mm/h) and IgE
(558 IU/ml) was elevated. Fecal egg test was negative. Anal-
ysis of the ascities fluid showed that the count of white blood
cell ranged from 379×106/L to 2,350×106/L (75% mono-

cytes, 25% multicellular cells). The level of ADA and LDH
was 5.20 U/L and 144 U/L. Bacteria and fungus culture of
ascites were negative. Noeosinophilic granulocytes were
found in the classification of cells by ascites centrifugal sedi-
mentation smear. TB antibody, PPD and TB test of ascites
were negative. There was no cancer cell in ascites.

Imaging examination: Full abdominal CT plain scan and
phase III enhanced scan (see Figure 1): (1) diffuse changes
of the omentum and thickening of the mesentery; (2) sig-
moid colon thickening slightly; (3) changes of ascites after
abdominal drainage. Abdominal CT plain scan (see Figure 2)
after hormone therapy: diffuse changes of omentum majus,
intraperitoneal effusion and the amount of liquid decreasing
slightly compared with the previous CT.

Figure 2. Abdominal CT (1 week after hormone therapy):
Diffuse changes of omentum majus, intraperitoneal and
retinal cystic effusion, the amount of liquid slightly
decreased compared with the previous CT

2.2 Pathological findings
Gastroscopy and colonoscopy suggested chronic gastritis,
non-atrophic and chronic colitis. Gastrointestinal biopsy
revealed that chronic inflammation, edema of mucosa and
bland hyperplasia could be seen in the area of duodenal
descending, gastric antrum and gastric body. Bone mar-
row smear displayed that the count of eosinophils increased
(7% eosinophilic myelocyte, 4.5% eosinophilic metamyelo-
cyte, 3.5% eosinophilic stab granulocyte, 7% eosinophil seg-
mented cell). Bone marrow biopsy showed that the prolifera-
tion of nuclear cells decreased in bone marrow. Ultrasound-
guided peritoneal puncture biopsies (see Figure 3) revealed
that a large number of eosinophils were observed.

The patient, a middle-aged man with a long medical history,
denied a history of parasitic infections and a history of food
allergies. Clinical manifestations were inappetence, abdomi-
nal distension and abdominal pain. Abdominal palpation was
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tenderness and rebound pain. There was no infiltration of
the eosinophils in gastrointestinal biopsy, but the infiltration
of abundant eosinophils was eventually found in peritoneal
puncture biopsy. According to the patient’s medical history,
symptoms, signs and pathological results, the diagnosis of
EP could be established.

Figure 3. Omental biopsy via peritoneal puncture: Large
Numbers of eosinophils were found in the omentum

Definite clinical diagnosis: hepatitis B cirrhosis, eosinophilic
peritonitis. 30 mg/d of methylprednisolone was given on the
basis of antiviral therapy after diagnosis being established.
The clinical symptoms of the patient disappeared and the
count of eosinophils in peripheral blood returned to normal
after 1 week of treatment. The hormones gradually decreased
after discharge, and the ascites completely subsided after 2
months.

3. DISCUSSION
Primary eosinophilic gastrointestinal is a benign inflam-
matory disorder that selectively affects the gastrointestinal
tract with eosinophil-rich inflammation in the absence of
known causes for eosinophilia (e.g., drug reactions, parasitic
infections, and malignancy), which includes eosinophilic
esophagitis, gastritis, enteritis and colitis.[1] The diagnostic
requirements are as follows: (1) gastrointestinal symptoms,
(2) eosinophilic infiltration in one or more segments of the
gastrointestinal tract, and (3) exclusion of other causes of
intestinal eosinophilia.[4–6]

Eosinophilic peritonitis is a clinical manifestation of
eosinophilic gastroenteritis involving the serosal layer which
presents with isolated ascites or ascites with symptoms char-
acteristic of mucosal or muscular EG.[7] The diagnostic fea-
ture is a marked eosinophilia, up to 88 percent, in the ascetic
fluid.[3] EP is a rare, specific type of noninfectious peritoneal
dialysis-associated peritonitis which is often associated with

either a reaction to the dialysis system components (catheters,
disinfectants, or solution) or a potential bacterial or fungal
reaction. Unlike other persistent infectious peritonitis, it is
critical that dialysis catheter removal is not indicated. Short-
term oral administration of low-dose prednisone acetate has
been recommended for patients to maintain catheter patency
if the peritoneal fluid is markedly turbid.[8]

EP should be suspected in any patient with gastrointesti-
nal symptoms associated with peripheral eosinophilia. It is
necessary to rule out other diseases such as intestinal tuber-
culosis, drug reactions, parasitosis, and malignant neoplasms
when the diagnosis of EP is established. In addition, gas-
trointestinal endoscope biopsy should be performed actively.
However, according to the guideline published in 2014 by the
Japanese Ministry of Health, Labor and Welfare, as negative
endoscopic mucosal biopsy can’t definitively rule out mus-
cular or subserosal EG, laparoscopic full-thickness biopsy
is required to confirm the diagnosis.[9] We should consider
the possibility of EP and perform laparoscopy or peritoneal
puncture biopsy when nothing abnormal is found in gas-
trointestinal endoscopy biopsy. An early diagnosis and rapid
application of corticosteroids may reduce the duration and
severity of symptoms and thus reduce the morbidity of this
disease.

The treatment is empiric and based on the severity of the
clinical presentation. Patients who are symptomatic or have
evidence of malabsorption may be treated with systemic
glucocorticoids.[10] The treatment with steroids shows an
improvement in up to 90% of cases; however, the duration is
not specified, and relapse is not uncommon; hence, treatment
tends to prolonged. There is no consensus about the optimal
type or dose of steroid; however, budesonide has the advan-
tage of a local effect and a first step metabolism which entails
less risk for adrenal suppression; the oral prednisolone dose
most frequently administered is 40 mg/day for 7-14 days,
followed by a progressive dose reduction. In some cases,
maintenance treatment with low doses (5 to 10 mg a day) is
necessary.[11] H1 receptor antagonist (diphenhydramine,[12]

ketotifen[13]) can be selected for treatment. In recent years, it
has been reported that leukotriene receptor antagonist is also
a new treatment option.[14]

4. CONCLUSION
It is highly argued that performing gastrointestinal endoscopy
and biopsy can be conducive to the diagnosis of EG in the
patients with liver cirrhosis associated with peripheral blood
or ascetic fluid eosinophilia. Multiple pathological samples
should be taken to definite diagnosis for fear of missing
the lesions. We should consider the possibility of EP and
perform laparoscopy or peritoneal puncture biopsy when
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nothing special is found in gastrointestinal endoscopy biopsy.
Given the limited number of cases reported in the literature,
further studies are needed to generalize these results among

other geographic areas and ethnic groups.
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