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Hepatic infarction
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CASE SUMMARY
A 26-year-old woman, third gravida 

(G3P1L0A2), with a history of recur-
rent fetal loss, presented with com-
plaints of epigastric pain, nausea and 
vomiting. Laboratory investigation 
revealed thrombocytopenia (41,000/
cumm), raised SGPT (140 IU/L), 
SGOT (224 IU/L) and S.ALP (113 
IU/L). Prothrombin time was normal. 
S.APLA and S.ANA were negative. 
Infectious screen was negative. USG 
abdomen was suggestive of mild hep-
atosplenomegaly with an ill-defined 
inhomogenous echo pattern in the left 
lobe of liver, small-volume ascites and 
right pleural effusion (Figure 1).USG 
obstetric scan revealed intrauterine 
fetal demise. Delivery, induced with 
prostaglandin E2, was uneventful and 
the patient was discharged with stable 
vital signs. The patient was readmitted 
3 days post-discharge with abdominal 
pain and fever. Blood investigations 
showed leucocytosis and thrombocy-
topenia. A contrast-enhanced CT scan 
of the abdomen and pelvis was done 
with provisional clinical diagnosis of 
hepatic abscess. The scan revealed 
mild to moderate ascites with mild 
bilateral pleural effusion with passive 
atelectasis of underlying lung paren-

chyma (Figures 2-6). Follow-up ultra-
sound abdomen was performed after 
6 months, showing normal hepatic 
parenchymal echotexture (Figure 7). 
The patient was advised to get her pro-
tein C, protein S and antithrombin III 
levels checked.

IMAGING FINDINGS 
The  MDCT abdomina l  scan 

revealed mild hepatomegaly with 
multiple round, central and irregular, 

wedge-shaped peripheral hypodense 
areas in segments II, III, IV B, V and 
VIII of liver. There was poor opacifi-
cation of segmental branches of left 
portal vein in segment II and III. Mild 
to moderate ascites with mild bilateral 
pleural effusion with passive atelec-
tasis of underlying lung parenchyma 
(Figures 2-6).

DIAGNOSIS 
Hepatic infarction

FIGURE 1. Initial abdominal ultrasound (day 1) revealed hepatomegaly. There was an ill-
defined, inhomogeneous echo pattern in the left lobe.
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DISCUSSION 
Hepatic infarction is defined as 

areas of coagulative necrosis from 
hepatocyte cell death caused by local 
ischemia which, in turn, results from 
the obstruction of circulation to the 
affected area, most commonly by a 
thrombus or embolus. 

Hepatic infarction is uncommon 
due to the dual blood supply from the 
hepatic artery and portal vein as well 

as extensive collateral vessels. It may 
be iatrogenic, post-traumatic, post-
liver transplant, secondary to hyper-
coagulability, vasculitis or infection. 
Hepatic infarcts appear as peripheral, 
wedge-shaped, rounded or irregularly 
shaped tubular areas of low attenuation 
paralleling bile ducts on unenhanced 
CT scans. On contrast-enhanced scans, 
they appear as perfusion defects and 
are distributed in geographical or 

segmental pattern with patchy and 
heterogenous enhancement due to 
undisplaced vessels in infarcted areas.1

CT is the method of choice in diag-
nosing hepatic infarction, providing 
useful information regarding site, mor-
phology and extent of the lesion. Fur-
ther, it is able to suggest the possible 
etiology and guide appropriate man-
agement.2 On ultrasound, geographic 
areas of decreased echogenicity with 

FIGURE 2. Noncontrast MDCT abdomen shows enlarged liver with 
irregularly shaped, rounded and wedge-shaped predominantly 
peripheral hypodense areas in segments VIII and II of liver.

FIGURE 3. Contrast-enhanced MDCT (arterial phase) reveals sub-
tle heterogeneous enhancement without definitive rim or perifocal 
edema.

FIGURE 4. Contrast-enhanced MDCT (arterial phase)  reveals good 
contrast opacification of  hepatic artery and its branches.

FIGURE 5. Contrast-enhanced MDCT (portal venous phase) shows 
further patchy and heterogeneous, enhancement of the lesions.
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preservation of portal tracts are early 
signs of hepatic ischemia and may 
resolve completely or progress to true 
infarction. Calcification may also 
occur quite rapidly. Biliary strictures, 
bilomas and abscess formation are 
later complications.3

Hepatic infarcts can occur at all 
stages of pregnancy from the 7th 
week to postpartum. Hepatic infarcts 
in pregnancy are mostly secondary to 
APS (Anti-Phospholipid Syndrome), 
HELLP syndrome (hemolysis, ele-
vated liver enzymes, low platelets) 
and preeclampsia. Both hepatic arter-
ies and portal veins may be involved in 
APS. Arterial thromboses of both large 
and small hepatic arteries are seen. 

CONCLUSION
Intrahepatic haemorrhages/infarc-

tions develop in pre-eclampsia/HELLP 
syndrome, typically in the late third 
trimester or postpartum interval in 
1 per 45,000-2 per 25,000 pregnan-
cies with a maternal mortality of 50% . 

Associated factors include multiparity, 
advanced maternal age, simultaneous 
pre-eclampsia and Anti-Phospholipid 
Syndrome. Signs and symptoms appear 
before significant laboratory changes 
appear. Hepatic rupture and shock can 
occur rarely within 48 hours of symp-
tom onset.4

The differential diagnoses of intra 
hepatic infarction include intrahepatic 
abscess, acute fatty liver of pregnancy, 
thrombotic thrombocytopenic purpura, 
hemolytic uremic syndrome, ruptured 
hepatic adenoma, hepatocellular carci-
noma  and hemangioma.

Preservation of portal tracts helps 
in differentiating infarction from other 
causes of hypo-attenuating lesions in the 
liver. Laboratory findings include ane-
mia, thrombocytopenia, leucocytosis, 
marked aminotransferase elevation and 
azotemia. Changes are typically found 
in right lobe. Treatment includes urgent 
delivery. Patients with infarct can be 
managed conservatively and  transfused. 
They are at risk of intrahepatic infection. 
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FIGURE 6. Oblique multiplanar reformat (Portal 
venous phase) revealing poor opacification of 
segmental branches of left portal vein in seg-
ments II and III of liver. 

FIGURE 7. Follow-up ultrasound (day 180) shows total resolution of the previously noted  
abnormalities. The portal vein and hepatic veins show preserved color flow.
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