
telomerase activity and expression level of hTERT. In the present study, we find out the
effect of sodium selenite and selenium l methionine and cadmium chloride on telomer-
ase activity in adenocarcinoma cancer cell line (AGS).

Methods: The adenoma carcinoma gastric cancer cells (AGS) were cultured in
RPMI1640 supplemented with 10 % fetal bovine serum (FBS) and 1% pen/strep.
Concentrations of cadmium chloride, selenium l methionine and sodium selenite were
added the adenocarcinoma gastric cancer cells (AGS). Finally, the telomerase activity
was measured by telomeric repeat amplification protocol (TRAP) and qRT-TRAP
assays.

Results: Average telomerase activity (as threshold cycle (CT)) has been detected for
three concentrations (5lM and 10lM and 20 lM) of the noted compounds. The results
were 24.8260.51, 25.3161 and 25.6361.32 for Sodium selenite, 24.5660.25,
25.2960.98 and 25.6061.21 for Cadmium chloride and 24.4960.18, 25.3060.99 and
25.7361.32 for Seleniul l methionine, respectively. Representing the signification
decreasing telomerase activity at treated samples compared with the controls
(p� 0.05).

Conclusions: Decreasing in the telomerase activity which was caused by treating with
Cadmium chloride, Selenium l methionine and Sodium selenite is in conflict with
some previous findings indicating the increasing in the telomerase activity by treating
Cadmium.

Legal entity responsible for the study: Ardabil University of Medical Sciences.

Funding: Ardabil University of Medical Sciences.
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Background: Gliomas are the most frequent CNS primary tumours, which account for
up to 80 % of brain malignancies. Important diagnostic and prognostic factor, and
recently significant WHO glioma classification marker as well, is mutational status of
IDH1/2 genes. Moreover, search for another markers with predictive character is
needed. Methylation status of MGMT gene promoter is one of relevant predictive
markers, connected with therapeutic response to chemotherapy.

Methods: 260 glioma samples were biopted or surgically resected at Neurosurgery
Clinics within Moravian – Silesian Region, Czech Republic. DNA was extracted from
native tissue samples. IDH1/2 gene mutation detection was performed with extension
primer method – SnaPshotVR assay. MGMT gene promoter methylation status was
tested by nested methylation-specific PCR and real-time PCR, preceded by bisulfite
conversion of DNA samples.

Results: Analysis of 260 glioma samples was performed. Out of this, 218 samples were
histopatologically diagnosed as high-grade (HG) gliomas and 42 samples were classi-
fied as low-grade (LG) gliomas. Median age of all patients was 60 years (range 24 – 82
years) at the time of diagnosis. 55 % of patients were men. IDH1 gene mutations were
detected in 29, 2 % (76/260) of patients, MGMT gene promoter methylation was
detected in 60, 8 % (158/260) of patients. IDH2 gene mutations were not detected.
Median overall survival (mOS) was 9 months longer in patients with HG glioma and
IDH1 gene mutation than in patients without mutation. If complete set of HG and LG
gliomas was included, 11 months difference of mOS has been reached. Furthermore,
statistically significant difference of mOS among the group of patients with IDH1 gene
mutations and without mutations has been reached (p value< 0.001 and p< 0.001,
respectively).

Conclusions: Observed relationship of IDH1 gene occurrence to median OS in patients
with primary glioma was statistically significant. MGMT gene promoter methylation
did not have any statistically significant influence to OS in observed HG glioma
patients.

Legal entity responsible for the study: CGB Laborator a.s.
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Background: Colorectal cancer (CRC) represents a relevant public health problem.
Despite new therapeutic advances, prognosis of patients diagnosed with advanced disease
is still poor. The identification of new markers involved in the mechanisms of invasiveness
represents a priority in order to better understand cancer development and generate new
therapeutic targets. We describe here the possible role of ZNF518B, a gene not yet well
characterised, on tissue invasion. Human ZNF518B gene, which encodes a putative, zinc
finger-containing transcription factor, yields two major alternative splicing isoforms.

Methods: Expression of ZNF518B was determined by RT-qPCR in several CRC cell
lines and in a commercial cDNA array from CRC patients. To explore the mechanisms
that relate the expression of the gene with tumourogenesis, the effects of silencing
ZNF518B on the phenotype of human CRC cell lines has been studied. Among these
experiments, we have performed apoptosis assays by flow cytometry, proliferation by
MTT assays, invasion and migration assays using transwells and adhesion to type I col-
lagen plates assays.

Results: The analysis of a cDNA array from CRC patients showed that the expression of
the whole gene and of its two major isoforms is significantly increased in tumour tissues
when compared to normal mucosa. By the analysis in CRC cell lines, we have demon-
strated that the gene is not involved in cell proliferation, but plays a significant role in
cell migration and invasiveness. These data, together with the changes in the epithelial-
to-mesenchymal transition markers, strongly suggest that ZNF518B plays a role in
tumour cell dissemination.

Conclusions: ZNF518B might therefore be a candidate for invasiveness prognosis.

Legal entity responsible for the study: INCLIVA-Universidad de Valencia.
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Background: An increasing number of molecularly targeted drugs are now available
and, for some of these therapies, predictive biomarkers have already been identified. In
particular, mutations in ERBB2 might represent an alternative mechanism for HER2
activation. They occur more frequently in HER2-negative (HER2-) tumors and seem
to be good target for HER2 therapy. Furthermore, PI3KCA mutations showed to pre-
dict sensitivity to Fulvestrant, Buparlisib, Taselisib and resistance to Lapatinib. We
evaluated the incidence of ERBB2 and PI3KCA mutations in 14 hormone receptor
(HR)-positive BC and in their matched endocrine-resistant recurrences.

Methods: We evaluated a panel of genes including ERBB2 and PI3KCA, in FFPE tis-
sues. We analysed 14 HR-positive BCs and their matched recurrences. All the relapses
have been developed during an endocrine treatment.

Results: 4/14 pts were diagnosed with HER2þ BC, while 10/14 pts developed HER2- BC.
Overall, we found 8 different mutations of ERBB2 in 9 samples: A356D, Q1206X, Q396X,
Q393X, P523L, I654V, G1220C, 135þ 3G>T. We found 6 different mutations of PI3KCA
in 10 samples: N345K, V344M, E542K, E545K, A1035V, H1047R. ERBB2 mutations were
found in the 28.6% of primary tumors and in the 35.7% of relapsed sites. PI3KCA muta-
tions were found in the 35.7% of primary tumors and in the 35.7% of relapsed sites. mOS
in PI3KCA mutated pts was 112,8 months, while mOS in PI3KCA wild-type pts was 99.
mOS in HER2þ and/or ERBB2 mutated pts was 115.6 months, while mOS in HER2-
ERBB2 wild type pts was 97.5. mDFS in PI3KCA mutated pts was 41.2 months, while
mDFS in PI3KCA wild-type pts was 28. mDFS in HER2þ and/or ERBB2 mutated pts was
46.4 months, while mDFS in HER2- wild-type pts was 28.5.

Conclusions: We found an overall detection rate of ERBB2 mutations higher than that
described in literature, while PI3KCA mutations were in line with the literature. The
identification of ERBB2 or PI3KCA mutation might justify a more targeted neo/adju-
vant approach and might guide the subsequent treatment choices. According to the lit-
erature, pts with PI3KCA mutation showed better prognosis, while, contrary to the
previous literature, in our study the majority of ERBB2 mutations occurred in HER2þ
samples and HER2þ and/or ERBB2 mutated samples did not show worse outcomes.

Legal entity responsible for the study: Marta Venturelli.

Funding: Angela Serra Association.

Disclosure: All authors have declared no conflicts of interest.
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