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1 Genotype—Phenotype Correlation in Hepatocellular
Adenoma: New Classification and
Relationship With HCC
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Mutation of (, +
MODY3 Biallelic Women
HNF1la adenomatosis
constitutionnal inactivation U
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Genetic predisposition and

risk factors Classification Main clinical , pathological characteristics **
Constitutionnal
mutation of HNFla ( L-FABP )
MODY3 HNFla Familial adenomatosis
mutation Diabetes MODY3
constitutionnal 35-40% Marked steatosis
mutation
of CYP1B1 ( GS + )
b-catenin + Man
b-catenin often specific context

(glycogenosis, Danazol...)
Cytologic abnormalities
Pseudo-glandular formation

01

activation
10-15%

Oral Contraception

Glycogénosis




+
D
D
(W)
ON




%

+(*

O

C+(*D

% $

* +(*

|+(*

abD

CM -/RD

6 /O
6/-53(

C e >>D

74



*Z4




6 /"



C <*D@ ++' *

SAA2 CRP
P<0.0001 P<0.0001
1000 - 100
10 a
100 = AL
10 = AL 0.1
AANAND AL A
A 0.01 A
A A
- AN
! A 0.001 SOR
AN
0.0001

. v
non-inflammatory

T,4

v
Inflammatory

0.1 T T
Inflammatory non-inflammatory
T'K T,4



++$ *

a(* >

%

(D



-

(

%

6 7/4

C 0 &D
(* ++*

N
.0

( 6 774
*+. 6 J/ $

%

K #*

$ 6

R/

ot



CRP

FNT

% % 79

%

Voie de I'lL-6 G 79 <
K/ C

| 79D

5 Kl %
= % | 79%

civis
sl

(971N

4

ENP

nln
|3
> | >
=l =
wW]w

Z
n
=
(<2

C /7N APRE NN IL6-RE N/

v

*0 | 79
STATS, CRP, SAAL SAA2,

FGB, SPINK1, C4A, GLRX,
ILIRN, LBP, PLA2G2A,

ggg,s\g/wa BIRC3, SOCSL, || Frequent in-frame somatic deletions activate gp130
in inflammatory hepatocellular tumours
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Genetic predisposition and

L. D . e
TR S Classification Main clinical , pathological characteristics
Constitutionnal C L-FABP - )
mutation of HNF1la
MODY3 HNFla Familial adenomatosis
mutation Diabetes MODY3
constitutionnal 35-40% Marked steatosis
mutation
of CYP1B1 C GS + >
8 b-catenin + Man
‘S_ b-caténin Cytologic abnormalities
Q mutation * <> Pseudo-glandular formation
© 10-15% R
= P High risk of HCC
(@) (72]
O % I
- >
@ g G S Woman, man
@) > P <£E) Inflammatory infiltrates
2 O Thick walled arteries
Sinusoidal
Unclassified dilatation/congestion
10%

o _ *+ 10% of IHCA are also #-catenin activated
** these characteristics are frequent but not exclusive * gp130 mutations are found in 60% of IHCA
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Classification phénotypique des AHC

~ radiologie (1e" temps du diagnostic):
- bonne corrélation pour les 2 types principaux d'AHC:
HNFlo et inflammatoire
(IRM, sonovue)

- Suivi des tumeurs non réséquees

l



Imaging technics suggesting an HCA diagnosis

HNE1a inactivated HCA _ Undetermined subgroup of HCA

l and/or doubt with HCC

« Stop OC and androgen « If no regression
nodule . 5cm

Surgery *
Pathological reviewing

* IHC: LFABP, b-catenin, GS, CRP, SAA,; if necessary: CD34, GPC3
« Search for b-catenin mutation if possible

}

b-catenin activated HCA

i ' or : :
FINFlainactivated HCA e Inflammatory b-catenin activated HCA
non classified HCA . :

@ or frontier with HCC

) Treatment )
of obesity ~ Consider « HCC » type of
ﬂ treatment and follow-up
Follow-up

e Clinical and MRI follow up of the remaining nodules until menopause
» Growing nodule (> 5cm) surgery or * RF or TAE ( 6%
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