HEPATOBILIARY CANCERS:
Pathobiology and Translational Advances

December 7-10, 2017

Virginia Crossings Hotel & Conference Center
1000 Virginia Center Parkway
Glen Allen, Virginia 23059 - (804) 727-1400
WWW.Vacrossings.com

Organizer and Chair:
Alphonse E. Sirica, Ph.D., M.S., Virginia Commonwealth University School of Medicine

Registration
includes 3 days of
continental
breakfast, 2 days of
lunch, an evening
reception, and full
day refreshment
breaks.

Hotel Room Rate -
$91 plus applicable
taxes.

Saturday, December 9, 2017

Photos



S e A e PR g A
P o v
i R
e i

3 ko e s s et G O
e o

2 et b 1 s
notatal e, e o g
e e o e m e B 0 AR 52

5o St ‘ 1 |
: LS
s e o

e

e i e
e

eting Hepat —
WASHINGTON PAteTEMITar o ci

YASHINGTO Kazufumi Ohshiro?. Jis s BN TGE-§ Pty
V : . Shufin L2, Jon Whi i
J S - Vhite, Asif Rashid?. an
n‘ Medicine, Department of surger, vnecijr‘rd Sl
e University of Texas, MD Anderson Cancer cf

e —
AN = it 125 v
Pt . =
1 s e e o s
AT 4 peont
G2 o e v i 5

was identifod a3 @ RING finger protcin t; -
a3 and B25P, bt not Smadt. A, (ks €1l ané VIOV,
may function as 3 RING 3 igase invaived io o

abundance thiough DI
3 i ie sctvity reguiates 1678 5 @rabrs.
with SANA or small molecue b

a4 cowid e 33 41
Atractive poteotisl terapeutic e

) et g st 1 it

s seastimgrassi s sy B R

Ibrutinib in C. e

Survival of Hepatocellular Carcinoma Cells by Targeting E!

inhibits Profferati
GFR Signaling Pathway




—~

AN

222 A /_/__
\ m 4

T Commonly used H1 and H2 histamme Tecaptor blockers decraase cholangiocarcinoms
s s covren xenogran tumor growth, angi
Pl
—————
l L8

e e




2, and Just!
16 OupickY’ 1 Cent
S e ea
onces.

wott!
omaha, NE

58198

The

Background

Hepatocellular Carcinoma (HCC) is
the most cammon primary
malignancy of the liver and s the
third most common cause of
cancer-related death in the world.
There are limited options for
effective treatment of advanced
HCC.

We investigated the role of uridine-
cytidine kinase 2 (UCK2) in the
development of HCC and its
potential as a target for treatment.

Methods

Gene expression data trom 377
patients in the TCGA HCC Project
and protein expression data from
156 HCCs arrayed on tissue
microarrays were analyzed for
associations with survival and
other clinical characteristics
Inlnv&tmmdm,wemwmm.
functional consequences of forced
expression of UCK2in Huh7 and.
sNU387 cells, which have lcl:: %
endogenous expression of UCK
and in Hep38 cells, which have
high expression of UCKZ..
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MRNA expression of UCKZ was associated with both
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 Acids Contribute to the Gender-Biased Incidence of HCC.
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