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HCC OR NOT HCC -
THAT IS THE QUESTION




CASE SYNOPSIS

E Management
@

He was treated with co-amoxiclav for
presumed cholecystitis and referred for
abdominal ultrasound and hepatology
review.
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Bili (umol/L)
Liver function tests ALT (iu/L) 33
ALP (iu/L) 118

WCC (10%/L) 1.9
Inflammatory markers
CRP (mg/L) 59

Figure I: lab blood test results
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Figure 2: Ultrasound images of the right liver showing a hypoechoic solid 7 x 10 x 7 cm
right liver lesion. No colour doppler signal within to indicate increased intralesional
vascularity (not shown). Background diffused increased parenchymal echogenicity. No
intrahepatic biliary duct dilatation. Several gallstones in the gallbladder body but no
evidence of cholecystitis (not shown).
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Hepatology review a month later

Symptoms and bloods had improved (fig.|)
Serum was IgG4 normal

Abdominal ultrasound revealed a solid 97mm
lesion in a non-cirrhotic liver (fig.2)

Referred for an urgent MRI Liver and
discussion in the regional
multi-disciplinary meeting



Multi-disciplinary team
discussions

The MRI showed a locally invasive
right liver lesion (fig.3) favouring
diagnosis of hepatocellular carcinoma
(HCC) or cholangiocarcinoma.

Biopsy (recommended due to
atypical features) revealed fibro-
inflammatory tissue only, indicating
plasma-cell rich inflammatory
pseudotumor (IPT).

Decision was made for
N, conservative management
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C: axial T| C+ (Gd) arterial phase D: sagittal T | Gaul@e) delayed phase

Figure 3: MRI demonstrated a segment 6 liver lesion that was hypointense on fat-saturated Tl sequence (A), mildly
hyperintense on T2 (fat saturated) with eccentric cystic areas. (B) The lesion showed intense arterial

hyperenhancement (C) with central washout on the delayed phase (D). There was local invasion with capsular
breach, pleural involvement with small pleural effusion and corruption of the perinephric soft tissue.



Follow up

After 5 weeks of conservative management, CT
showed significant decrease in lesion size (fig 4B).

At |12-month clinic follow up, the patient's symptoms
had completely resolved with no relapses or
additional complications. He was discharged from
the HPB clinic.
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Figure 4: Initial portovenous phase CT shows showed a large solitary hypodense focal liver lesion
and no other suspicious lesions (A). Follow up CT demonstrated interval decrease in size (B).

FINAL DIAGNOSIS:
Lymphoplasmacytic Inflammatory Pseudotumour (IPT)




DISCUSSION — HEPATIC INFLAMMATORY PSEUDOTUMOUR (IPT)

Interestingly, in this case of lymphoproliferative IPT, there were no IgG4

infiltrates on histology which is less common in this subtype. The peripheral
location of this lesion was also atypical.

Presentation

Imaging
Features

Histology

Fibrohistiocytic

Heterogenous group of
disorders that include infection
related lesions.

Mostly occur in the peripheral
hepatic parenchyma as mass-
forming lesion.

Venous occlusion with little

inflammation and cholangitis
without periductal fibrosis can
be seen.

Stromal fibrosis and fibroblastic
proliferation. Infrequent IgG4
positive plasma cell infiltration.

Lymphoplasmacytic

More commonly IgG4 related.

Hepatic hilar location.

Obliterative phlebitis and
cholangitis with periductal
fibrosis were common features
of the lymphoplasmacytic type.

Diffuse lymphoplasmacytic
infiltration and prominent
eosinophilic infiltration.
Numerous IgG4 positive
plasma cell infiltration.




DISCUSSION — LEARNING POINTS
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