
anticancer mechanism for Tan-IIA to inhibit pancreatic cancer still needs to be
explored further. Programmed death-ligand 1 (PD-L1) is expressed on many cancer
cells. PD-L1 interacts with Programmed death -1(PD-1) to inhibit the T cells and
blocking the antitumor immune response. PD-L1 antibodies, has demonstrated the
possibility of relieving immune suppression in pancreatic cancer. Therefore, immune
checkpoint blockade agents may be lending the opportunity to be the future treatment
for pancreatic cancer. The present study focused to evaluate the possibility of Tan-IIA
to be one of the immune checkpoint blockade agents for human pancreatic carcinoma
cells.

Methods: In the present studies the human pancreatic cancer cells BxPC-3, MIAPaCa-
2 and PANC-1 were treated with various concentration of Tan-IIA for different dur-
ations, and then the protein expressions of PD-1, PD-L1, CTLA-4, CD88 and CD86
were measured by western blotting.

Results: The results showed that Tan-IIA can decrease the protein expression levels of
PD-L1 in pancreatic cancer BxPC-3, MIAPaCa-2 and PANC-1 cells with time and dose
dependent manner significantly in vitro.

Conclusion: Tan-IIA has demonstrated the possibility of relieving immune suppres-
sion in human pancreatic cancer. Therefore, Tan-IIA may be one of the immune check-
point blockade agents for human pancreatic carcinoma cells in the future.
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Introduction: With a dramatic increase of incidence and a very poor prognosis, the
treatment of pancreatic cancer remains a challenge. Unfortunately, the majority of cases
are diagnosed at an advanced stage, where palliative chemotherapy can be administered
to alleviate the symptoms and prolong life. Although pancreatic carcinogenesis has not
yet been explained, familial aggregation, tobacco smoking, and hypercaloric intake are
associated with pancreatic carcinogenesis. Till date, either prevention or screening pro-
grams could yet be proposed.

Methods: This is a retrospective study for patients following in medical oncology de-
partment of anti-cancer center Blida between January 2010- December 2013. The aims
of study are to reported the epidemiologic profile for patients with pancreatic cancer

Results: 70 patients were following in the department, the median age was 59.8 years
[21-80], and sex ratio was 2. Family history of cancer was 16.7%, 29.7% Had diabetes in
their antecedents, tobacco smoking was present in 42.8% of cases, 29% of obesity, the
most common reasons for consultation were pain in 45.2% and jaundice in 16.4% with

an average consultation time of 03 months. The histological type was adenocarcinoma
in 95.3% of patients, stage IV and III in 77.5% and 14.3% at diagnosis

Conclusion: As the cancer of the pancreas becomes symptomatic the diagnosis is made
with a late stage, which testifies to the gravity of this cancer, to improve this situation
prevention keeps an important place by acting on the risk factors such as smoking and
the obesity
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Introduction: Poor outcome in pancreatic ductal adenocarcinoma (PDA) is associated
partly with stromal hyaluronan (HA) accumulation, which may compromise chemo-
therapy access to tumors. In animal models, PEGPH20 degrades HA in tumors. Key
endpoint data from a Phase 2 study showed that PEGPH20 plus chemotherapy im-
proved efficacy over chemotherapy alone in tumors retrospectively identified to accu-
mulate HA (“HA-High”). The objectives of this Phase 3 study are to compare efficacy
and safety of standard-dose nab-paclitaxel (NAB) and gemcitabine (GEM) combined
with either PEGPH20 or placebo in patients with HA-High, previously untreated, Stage
IV PDA. Primary endpoints are progression-free survival (PFS) and overall survival
(OS). Secondary endpoints are objective response rate, duration of response, and
safety.

Methods: 420 patients�18 years with untreated HA-High metastatic PDA, ECOG PS
0-1 will be randomized (stratified by geographic region: North America/Europe/
Other) 2:1 to NAB 125 mg/m2þGEM 1000 mg/m2þ PEGPH20 3.0 lg/kg or to NAB
þGEMþ placebo, respectively. Patients with HA-High tumors will be prospectively
identified by the co-developed VENTANA HA RxDx Assay, which identifies HA in the
extracellular matrix. HA-High status (indicating patients who may achieve clinical
benefit) was determined by Halozyme to be� 50% HA staining based on clinical out-
come data from a Phase 2 study. Treatment will be provided in 4-week cycles (Wk 1-3,
Wk 4 rest) until disease progression, unacceptable toxicity, death, or consent with-
drawal. PEGPH20 or placebo will be given twice weekly (Cycle 1) then weekly (Cycles
2þ), NABþGEM once weekly for all cycles. Dexamethasone will be given before and
after PEGPH20 administrations to reduce treatment-related musculoskeletal symp-
toms and enoxaparin will be given to minimize thromboembolic events. Tumor re-
sponse will be assessed by an independent central imaging vendor using RECIST v1.1.
Adverse events will be graded per NCI CTCAE v4.03. An independent Data Monitoring
Committee will evaluate safety and efficacy (PFS and OS) data. Trial initiated Q12016
(EudraCT 2015-004068-13; NCT02715804).
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Introduction: The CROSS trial has established CP based CRT as standard of care in
pre-operative treatment of oesophageal cancer, and this regimen is being increasingly
used as a component of dCRT for inoperable eosphageal cancer. We report our experi-
ence of CP- dCRT from a tertiary oncology centre in the United Kingdom.

Methods: We retrospectively reviewed outcomes in patients receiving dCRT between
2011-2016 at Oxford University Hospital Foundation NHS Trust. Patients were se-
lected for dCRT based on histology (squamous cell cancer) or inoperability. Cisplatin-
fluoropyrimidine (CF) was the preferred regimen consisting of 2 cycles of induction
chemotherapy and 2 cycles concurrent with RT. CP (carboplatin AUC 2 and paclitaxel
50mg/m2 weekly x 5 weeks) based CRT was used if (1) CF was contra-indicated (2) pro-
gression following induction CF and (3) patient not considered fit to receive CF-based
CRT. Radiation dose was 50Gy in 25 fractions delivered using 3-4 field conformal RT
or IMRT.
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