LN11 Female 27 years
? Adenoma in segment 6.

Hepatocellular adenoma 53

Of which: Not further specified 22

Needs immunos for subtype 5

Most likely steatotic/HNFla mutated 20

Most likely inflhmmatory 6

Focal nodular hyperplasia

Either adenoma or FNH, of which neither favoured 6

\'

Either, favour adenoma

Either, favour FNH 4

Adenoma, differential diagnosis HCC, needs reticulin

NASH, fatty change with lymphoid infiltrate, (focal lesion not | 1
mentioned)

Of all responses — 38 commented need IHC, 45 not mentioned IHC, 3 needs reticulin
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Fig. 10.14 Classification of hepatocellular adenoma (HCA) by genotype and phenotype.
GS, glutamine synthetase; HCC, hepatocellular carcinoma; SAA/CRP, serum amyloid A/C-reactive protein.

210% of HCAs also have mutant 3-catenin; ® Mutations in the gene encoding gp130 are found in 80% of inflammatory HCAs; © These characteristics are frequent, but not exclusive.
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The mean percentage of intralesional steatosis was 26 %
(5-60 %). The mean percentage of intralesional steatosis in
groups 1, 2 and 3 was 12.2 % (5-30 %), 48.7 % (10—-60 %)
and 27.4 % (5-60 %), respectively (P=0.001, 1 vs. 2
P=0.028; 2 vs. 3 P=0.023 and 1 vs. 3 P=0.0043). When
looking only at steatotic FNHs in group 3, the mean per-
centage of intralesional steatosis was 25.4 % (5-50 %). It
was not significantly different from other fatty tumours from
group 3 (25.4 % vs. 28.9 %, P=0.85). There was no corre-
lation between the percentage of intralesional steatosis and
the size of the lesions.

The architecture of the adjacent liver was normal in all
cases, with no fibrosis or necroinflammation. Liver steatosis
was found in 20/41 (49 %) patients with a mean of 36 %
(5-80 %) when present. Liver steatosis was not significantly
more frequent in patients with steatotic FNHs compared to the
other fatty tumours (11/21 patients, 52 % vs. 9/20 patients,
43 %, P=0.26). On the other hand, liver steatosis was signif-
icantly more pronounced in patients with non-FNH fatty
tumours (48.9 % vs. 25.5 %, P=0.0002). Six out of the 10
patients (24 %) with =33 % of liver steatosis belonged to the
control group and had telangiectatic/inflammatory HCAs.



The presence of steatosis within FNH assessed on histolo-
gy 1s not uncommon. In the study reported by Hussain et al.,
up to 50 % of FNHs contained fat, including some FNHs with
very mild steatosis [27]. Similarly, Ferlicot et al. reported up to
85 % of intralesional steatosis in a series of 27 atypical FNHs

[22]. In our large series of FNHs that were resected,
intralesional steatosis was found in 22 % of FNHs at pathol-

ogy. Indeed, this prevalence is probably overestimated as the
presence of fat is associated with atypical findings on MR
imaging. For instance, most of our steatotic FNHs were typ-
ical on histology but half of them were atypical on MR

imaging.



In our series, semiquantitative histological analysis
showed that half of our patients with steatotic FNH had
some degree of liver steatosis ranging from 5 % to 60 %.
This relatively high prevalence compared to the general
population confirms previous reports suggesting that liver
steatosis is frequent in steatotic FNH [25, 26, 30]. Never-
theless, only four patients with steatotic FNH had significant
steatosis =30 %. The concomitant presence of fat in the liver
and FNH might be related to the same metabolism in FNH
and the surrounding liver. Liver steatosis was also found in
43 % of patients with other fatty tumours. This may be
explained by the fact that our series includes a large number
of telangiectatic HC As. It has been previously reported that
these lesions are often associated with liver steatosis [31].



A quick survey at KCH

7 cases steatosis fnh and background
8 cases no steatosis in fnh or background

10 cases steatosis in background liver none in
fnh

1 cases steatosis (focal) in fnh, none in
background liver



