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Case Report

ABSTRACT
Peliosis hepatis (PH) is a rare, benign condition of the liver characterized by the presence of 
blood-filled lacunar spaces in the parenchyma. It usually has a chronic presentation and is a 
rare cause of portal hypertension reported in adult patients. Its etiology is diverse and ranges 
from infectious agents to tumors to toxic substances and anabolic steroids; however, the cause 
remains unclear in 25–50% of patients. Similarly, the symptomatology and imaging findings are 
diverse. Biopsy is the definitive test to diagnose the condition. Herein, we present a case of a 
young female presenting in her seventh month of gestational amenorrhea with signs of portal 
hypertension and subsequently diagnosed to have PH. She was managed conservatively and 
delivered her baby normally. Later, she presented with spontaneous bacterial peritonitis and 
hepatic encephalopathy and developed hepatorenal syndrome. She later succumbed to her 
illness. The condition should be kept in the differential diagnosis of the atypical liver masses 
and liver diseases causing portal hypertension.
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INTRODUCTION

Peliosis hepatis (PH) is a rare, benign 
condition characterized by the presence of  
blood-filled lacunar spaces in the liver. It 
usually has a chronic presentation and is a 
rare cause of  portal hypertension reported 
in adult patients. There are diverse etiologies 
of  this condition; however, the cause 
remains unclear in 25–50% of  patients.[1-5]  
The pathogenesis and management are 
still controversial. Prognosis is largely 
determined by the underlying cause and is 
generally guarded.[6-10]

Herein, we present a case of  a young 
female presenting in her seventh month of  
gestational amenorrhea with signs of  portal 
hypertension and subsequently diagnosed 
to have PH.

CASE REPORT

A 20-year-old female, primigravida, 
presented in the seventh month of  her 
gestational amenorrhea with complaints 

of  fever, abdominal pain and distention 
for 1 month. Pain was dull, aching and 
continuous, mostly in the upper abdomen. 
She had no past medical history of  any 
illness and no previous surgical or blood 
transfusion history. There was no history 
of  oral contraceptive pill usage or use of  
any illicit drugs.

Her blood picture showed hemoglobin (Hb) 
of  7.5 g/dL and platelets of  97,000/mm3. 
Her total serum bilirubin was 2.9 mg/dL 
with a direct component of  1.5 mg/dL. 
Alkaline phosphatase was 510 IU/L with 
alanine aminotransferase of  316 IU/L. 
Ultrasound of  the abdomen revealed liver 
of  19.5 cm with coarse echotexture. Portal 
vein (PV) was of  1.1 cm in diameter and 
spleen was 15 cm with the presence of  mild 
ascites. Left lobe of  the liver was normal. 
Ascitic fluid analysis showed low protein 
ascites. Renal function was normal. She 
was further worked up with computerized 
tomography (CT) abdomen, which showed 
marked hepatomegaly with heterogeneous 
enhancement of  liver parenchyma. A large 
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hypodense lesion was identified along the dome of  the 
liver with multiple linear and branching structures. Multiple 
tiny enhancing nodules were identified in the right lobe 
of  the liver measuring between 1 and 2 mm. The hepatic 
veins were attenuated and were not clearly seen and the 
intrahepatic portion of  the inferior vena cava (IVC) 
was also compressed; however, it was showing normal 
enhancement. No evidence of  IVC thrombosis was noted. 
The spleen appeared normal with mild ascites.

The serum alfa fetoprotein (AFP) was 64.47  ng/mL. 
Thrombophilia profile showed low levels of  lupus 
anticoagulant and proteins C and S. Upper gastrointestinal 
(GI) endoscopy was performed, which showed two 
columns of  small varices. Her echocardiography revealed 
normal-sized left ventricle (LV) with normal function and 
ejection fraction of  74%.

Liver biopsy was performed that showed a slightly disturbed 
architecture. Sinusoids were dilated at places. The dilation 
was marked at places, with large spaces containing blood 
being noted (Figure 1). There was scanty fibrosis in between 
the hepatocytes. The features were suggestive of  early PH.

She was managed conservatively and advised for regular 
follow-ups. She delivered a baby at full term without any 
complications. Following delivery, she was soon lost to 
follow-up and presented again 2.5 years later in hepatic 
encephalopathy and spontaneous bacterial peritonitis. 
During admission, she also developed hepatorenal 
syndrome. Despite extensive treatment and later ventilatory 
support, the patient died.

DISCUSSION

PH is a rare disorder, characterized by the presence of  
cystic, blood-filled spaces of  variable sizes in the liver.[2] The 
endothelial cells lining the internal surface of  the cavities 
and covering the neighboring hepatocytes can be normal 
or show degenerative changes.[3]

Two forms of  PH, a microscopic form and a macroscopic 
form, have been described. In the microscopic form, 
ultrasound and CT do not show any changes in the liver. It 
is mostly seen in adult patients in association with diseases 
such as acquired immunodeficiency syndrome, malnutrition, 
tuberculosis, leprosy, vasculitis, hematological neoplasms, 
hepatocellular adenoma and carcinoma, androgenic 
anabolic steroids and estrogens, immunosuppressive drugs, 
tamoxifene, toxic substances (arsenic, vinyl chloride), 
infections (Bartonella henselae) and in renal transplant 
recipients receiving immunosuppressive treatment.[4,5]

The pathophysiology of  PH is still largely speculative. It 
has been attributed to an increased sinusoidal pressure 
because of  difficulties in blood outflow from the liver, 
leading to parenchymal necrosis of  liver cells and sinusoidal 
wall weakness. As the disease is very rare, data about its 
natural history are scanty and the clinical spectrum varies 
from asymptomatic cases to severe complications, such as 
hemoperitoneum.[4]

The clinical features are attributed to portal hypertension 
and its complications by the development of  esophageal 
varices, ascites, portopulmonary hypertension or 
hepatopulmonary syndrome. A variety of  other clinical 
features have been described including abdominal pain, 
jaundice, hepatomegaly and liver failure requiring liver 
transplantation.[6] Our patient presented with abdominal 
pain and distention and had signs of  portal hypertension 
including the presence of  esophageal varices and low 
protein ascites.

Various imaging modalities are helpful in the diagnosis of  
this entity such as CT scan, where the lesions appear as 
heterogeneous densities that become hypodense on late 
arterial and venous phase. Peripheral ring-like enhancement 
is infrequently seen. A quite characteristic finding is the 
absence of  mass effect on adjacent vasculature. In the case 
of  hemorrhage, PH lesions appear as hyperattenuating 
structures on unenhanced CT. Hepatic angiography 
discloses a typical appearance of  PH lesions that accumulate 
contrast in the late arterial or parenchymal phase and retain 
it through the early venous phase.[7,8]

In our patient, an abdomen CT scan showed hepatomegaly 
with heterogeneous enhancement of  liver parenchyma. A 

Figure 1: Liver biopsy findings on histopathology. (A) Low-power view showing 
dilated and congested sinusoids. (Hematoxylin and eosin [H&E], ×100); (B) 
Medium-power view showing dilated and congested sinusoids (H&E, ×200); (C) 
Low-power view showing one cystic space filled with red blood cells (H&E, ×100); 
(D) Reticulin stain highlighting the cystic space filled with blood (reticulin, ×200)
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large hypodense lesion was identified with multiple linear 
and branching structures. Multiple tiny enhancing nodules 
were identified in the right lobe of  the liver measuring 
between 1 and 2 mm. The intrahepatic portion of  the 
IVC was also compressed; however, it showed normal 
enhancement. No evidence of  IVC thrombosis was noted. 
The spleen appeared normal along with the presence of  
mild ascites.

Liver biopsy is the most rewarding tool in diagnosing 
PH. It reveals round or oval intralobular cavities that are 
randomly distributed between areas of  normal hepatic 
parenchyma. The cavities communicate with sinusoids 
that are sometimes associated with dilated space of  
Disse. Red blood cells can be seen in the peliotic cysts, 
dilated sinusoids and space of  Disse.[9,10] These lesions are 
randomly distributed and not restricted to zone 3. There is 
no hepatocyte dropout, nor is there any cell plate collapse 
with the intact reticulin framework. 

Our patient’s liver biopsy showed a slightly disturbed 
architecture. Sinusoids were dilated at places. The dilation 
was marked at places with large spaces containing blood. 
There was mild fibrosis in between the hepatocytes. The 
findings were thus consistent with a diagnosis of  PH.

In conclusion, this case highlights the need to keep PH 
in the differential diagnosis of  focal liver masses on 
imaging studies and liver diseases presenting with portal 
hypertension. 

Conflict of Interest

None declared.

REFERENCES

1.	 Vignaux O, Legmann P, de Pinieux G, Chaussade S, Spaulding C, Cou-
turier D, et al. Hemorrhagic necrosis due to peliosis hepatis: Imaging 
findings and pathological correlation. Eur Radiol 1999;9:454-6.

2.	 Spech HJ, Liehr H. Peliosis hepatis. A clinical status inventory. Z Gas-
troenterol 1982;20:710-21.

3.	 Nieves Cereceda C, Solis Herruzo JA, Munoz-Yague MT, De Blas C. 
Hepatic peliosis. Review of the literature. Rev Esp Enferm Apar Dig 
1989;75:205-11.

4.	 DeLeve LD. Vascular liver diseases. Curr Gastroenterol Rep 2003;5:63-70.
5.	 Cavalcanti R, Pol S, Carnot F, Campos H, Degott C, Driss F, et al. Impact 

and evolution of peliosis hepatis in renal transplant recipients. Trans-
plantation 1994;58:315-6.

6.	 Hyodo M, Mogensen AM, Larsen PN, Wettergren A, Rasmussen A, 
Kirkegaard P, et al. Idiopathic extensive peliosis hepatis treated with liver 
transplantation. J Hepatobiliary Pancreat Surg 2004;11:371-4.

7.	 Kim EA, Yoon KH, Jeon SJ, Cai QY, Lee YW, Yoon SE, et al. Peliosis 
hepatis with hemorrhagic necrosis and rupture: A case report with em-
phasis on the multi-detector CT findings. Korean J Radiol 2007;8:64-9.

8.	 Iannaccone R, Federle MP, Brancatelli G, Matsui O, Fishman EK, 
Narra VR, et al. Peliosis hepatis: Spectrum of imaging findings. AJR Am 
J Roentgenol 2006;187:W43-52.

9.	 Zafrani ES, Cazier A, Baudelot AM, Feldmann G. Ultrastructural le-
sions of the liver in human peliosis. A report of 12 cases. Am J Pathol 
1984;114:349-59.

10.	 Iwai M, Muramatsu A, Tanaka S, Morikawa T, Mori T, Harada Y, et al. 
Macroscopic and microscopic findings of livers in malignant hemato-
logic disorders, biopsied under peritoneoscopy. J Clin Gastroenterol 
2002;35:262-5.

How to cite this article: Butt MO, Luck NH, Hassan SM, Abbas Z, 
Mubarak M. Peliosis hepatis complicating pregnancy: A rare entity. J 
Transl Intern Med 2017; 5: 132-134.

file:///H:\UpToDate%2021.2\contents\mobipreview.htm?26/16/26887/abstract/19
file:///H:\UpToDate%2021.2\contents\mobipreview.htm?26/16/26887/abstract/19
file:///H:\UpToDate%2021.2\contents\mobipreview.htm?26/16/26887/abstract/19
file:///H:\UpToDate%2021.2\contents\mobipreview.htm?26/16/26887/abstract/39
file:///H:\UpToDate%2021.2\contents\mobipreview.htm?26/16/26887/abstract/39
file:///H:\UpToDate%2021.2\contents\mobipreview.htm?26/16/26887/abstract/39
file:///H:\UpToDate%2021.2\contents\mobipreview.htm?26/16/26887/abstract/40
file:///H:\UpToDate%2021.2\contents\mobipreview.htm?26/16/26887/abstract/40
file:///H:\UpToDate%2021.2\contents\mobipreview.htm?26/16/26887/abstract/40
file:///H:\UpToDate%2021.2\contents\mobipreview.htm?26/16/26887/abstract/56
file:///H:\UpToDate%2021.2\contents\mobipreview.htm?26/16/26887/abstract/56
file:///H:\UpToDate%2021.2\contents\mobipreview.htm?26/16/26887/abstract/56
file:///H:\UpToDate%2021.2\contents\mobipreview.htm?26/16/26887/abstract/3
file:///H:\UpToDate%2021.2\contents\mobipreview.htm?26/16/26887/abstract/3
file:///H:\UpToDate%2021.2\contents\mobipreview.htm?26/16/26887/abstract/3
file:///H:\UpToDate%2021.2\contents\mobipreview.htm?26/16/26887/abstract/67
file:///H:\UpToDate%2021.2\contents\mobipreview.htm?26/16/26887/abstract/67
file:///H:\UpToDate%2021.2\contents\mobipreview.htm?26/16/26887/abstract/67
file:///H:\UpToDate%2021.2\contents\mobipreview.htm?26/16/26887/abstract/67

	_GoBack

