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/0lety dl s nechutenstvim a obstipaci

e St.p. CMP s tézkymi nasledky, nesvépravny

* Polymorbidni
* CT bricha, retroperitonea, malé panve:

Jatra normalni velikosti, kontury hladké. Zluénik je nezvétien, dobfe ohraniten, bez litidzy. VP a Zluéovody jsou bez
dilatace. Atrofie pankreatu, bez dilatace d. pankreaticus. Slezina je nezvétéen4. Leva nadledvina bez expanze,
hyperplazie pravé nadledviny vel.: 21x17mm. Obé ledviny jsou norm. uloZeni, normalni velikosti, bez lithiasy i
dilatace KPS, cysta ve stfednim segmentu pravé ledviny, vel.: 51mm. Mo&ovy méchyf poloprazdny. Aorta je

Z.:
Neuplna rotace tracniku, vy3si poloha céka uloZend nad urovni lopaty kosti ky€elni - varieta, odstup appendixu

dorzomedialné, sméruje dorzomedialné a dale kraniadlné je rozsirena az na 2cm prakticky v celé délce - dif. dg.
appendicitida x karcinoid? - nizké zanétlivé markery, veétsi ascites.




Naplanovany vykon na tlustém streve...

A
* Peroperacné s ndlezem

hemoragického sekretu,
konvolutu v P podbrisku a
vicecetnych lozisek na omentu a
peritoneu
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Mini-review

Hepatoid adenocarcinoma-—Clinicopathological features and

Ming Li™™""", Yan-Xia Mei ™"
Xiang-Xing Kong

0 Ji-Hang Wen ™
e = Ty TN

", Yu-Rong Jiao

', Qiang-Rong Pan """,

P33 v
molecular characteristics oh 4
PIKICA = HOu et 1" — Wang et al mom‘r;:)u
Cases24 MARK1 (5 7%
EGFRM W Hou et al COSEAPR M)
% —tf m”w
ALK(100%) Cases:51 SPTAY (1200
1PS3s000 (- ZFHXA(15 %)
. Lawlor et al __| l'cl:‘:‘:s's CSMD1(12.0%)
o7 ’ e
P53 LRPIB ¥ o)
EGFR TPSI(sa00)
ATM Lin et al TINj4a00)
CCNE 800
Zhu et ol
e ; CDC2724.0%)
Cases:25 GOLGABL2(28.0%/
LRP18 2 0w
RGSIZz o
: — VSTM2B (280%)
TPS3sd 0v)
& " Stomach o
}— Zhao et al ccnc{gf;)ou
Cases:38 PTH2(11.00)
NFY NFYAm o)
LT3 Cases:1 C2ortddis on
U2AF2 SPREOV)
NKLY MF28PZ 0w
il }— Tsurutaetal [ P93 @70V
£ P83 8s 7w Cases'52 KRAS( 5%/
T ARID1IA/B/6E 7% Lawlor et al CTNNBY 20w
t NCOA-RET gene fusioniss 2 Cases3
E gene fusionfse e Lawlor et al = 1830w
2 Cases:d
TPS3067% 1 Lawlor et al : — Chang et al BARY
KRAS 21 10 Cases6 _— Casesl
e Mattiolo et al——— cTuns1

Genitourinary system Pancreas Cases:1

Fig. 2. Gene mutations of HAC at different sites in different studies.



Fig. 5 Adrenocortical carcinoma presenting as a liver mass
showing hepatoid features (upper panel) and focally positive
HepPar-1 (middle panel) and strong diffuse SF-1 positivity (he-
matoxylin and eosin stain; magnification for upper panel, x50;
middle panel, x100; lower panel, x50). HCC, hepatocellular
carcinoma.

Hurmicn
PATHOLOGY

Mimics of hepatocellular carcinoma: a review and
an approach to avoiding histopathological
diagnostic missteps™

Dauod Arif MD, Tetyana Mettler MD, Oyedele A. Adeyi MD*

University of Misoesomn Medical Sohool. Departens of Labovatory Medicine & Pathology, MN 55455,
L'SA

Fig. 8 Well-differentiated neuroendocrine tumor (believed to be) metastatic to the liver and showing overlapping architectural and
cytologic features with HCC (including cytoplasmic vacuoles, panel A, hematoxylin and eosin stain) but positive for synaptophysin (B) and
chromogranin A (C), while negative for HepPar-1 (D) and arginase-1 (not shown) (magnification for panels A-D: x100). HCC, hepato-

callnlar carcinama

Fig. 9  High grade, poorly differentiated large cell neuroendocrine carcinoma can also show hepatoid features as exemplified by this case
(panel A, hematoxylin and eosin stain), showing positive staining for chromogranin A (B), while negative for HepPar-1 (C) and arginase-1

(not shown) (magnification for panel A: x100; panels B & C: x50).



Approach to Not Misdiagnosing HCC Mimics

Make

sure it
isn't:
Hepatic

Adenoma,

EHE,

HPB, FLC,

GCT, or
NET

AFP High

Sufficient Clinical &/or radiologic basis
to accept HCC

Hepatoid Histology

HCC
Risk
Factor(s)

No Known Extrahepatic Lesion

Likely HCC

AFP Normal

Patient Clinical profile
Atypical Clinical History for
HCC or Just “don’t make
sense”

Radiologically

HCC/Ambiguous

Non-hepatoid

No or ambiguous
HCC
Risk Factor(s)

Known or Potential other
Extrahepatic Lesion

Further IHC workup to confirm
or exclude HCC



