
increased head and neck concerns (FACT-H&N-TOI baseline score

58.4 ± 13.9; first follow-up score 50.1 ± 15.6; p < 0.05). Patients’

emotional well-being significantly improved from baseline (FACT

ewb score 15.6 ± 4.1) to second follow-up (FACT ewb score 18.1;

p < 0.05). Those undergoing surgical interventions experienced a high-

er HRQOL improvement by the second follow-up (FACT-H&N 98.5;

FACT-G 78.5; FACT-H&N TOI 60.0) than those who received other

treatment types (FACT-H&N 83.0; FACT-G 65.5; FACT-H&N TOI

45.0; p < 0.05).

Interpretation: Oral cancer patients experience substantial worsen-

ing in HRQOL once treatment commences, but this improves with

time, especially among those treated surgically.

http://dx.doi.org/10.1016/j.ejca.2014.03.216
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USE OF PTEN, PCNA, AND b-CATENIN TO DIFFERENTIATE

BETWEEN ENDOMETRIAL HYPERPLASIA AND ENDOME-

TRIAL ADENOCARCINOMA

N.E.D. Hassab El-Naby a, E.M.S. Muhammad a, A.T. El-Nashar a,

S.M.M. Sotouhy b, S.M. Mahmoude a,b . a Sohag University, Egypt,
b Assiut University, Egypt

Background: The use of PTEN, PCNA, and b-catenin may be of

value to differentiate well differentiated endometrioid carcinoma from

complex atypical endometrial hyperplasia.

Methods: Immunohistochemical evaluation of PTEN, PCNA, and

b-catenin was performed on 100 specimens including eight proliferative

endometrium, 10 secretory endometrium, 10 simple endometrial hyper-

plasia, 10 complex typical endometrial hyperplasia, 30 complex atypi-

cal endometrial hyperplasia, and 32 endometrioid adenocarcinoma.

Immunostaining of cells was analysed by arbitrary semiquantitative

methods according to both slides staining area and intensity of colour

reaction.

Findings: PTEN was expressed in 100% of proliferative endo-

metrium, 0% of secretory endometrium, 60% of simple typical

hyperplasia, 100% complex typical hyperplasia, 46.7% complex

atypical hyperplasia, and 37.5% endometrioid adenocarcinoma.

There was a significant difference in PTEN expression between

complex atypical endometrial hyperplasia and endometrioid

adenocarcinoma. PCNA was expressed in 50% of proliferative

endometrium, 40% of secretory endometrium, 80% of simple

endometrial hyperplasia, 100% of complex typical hyperplasia,

46.7% of complex atypical hyperplasia, and 87.5% of endometri-

oid adenocarcinoma. There was a significant difference in PCNA

expression between complex atypical endometrial hyperplasia and

endometrioid adenocarcinoma. b-catenin was expressed in the mem-

brane and the cytoplasm of 100% of proliferative endometrium, 100%

of secretory endometrium, 100% of simple endometrial hyperplasia,

100% of complex typical hyperplasia, 60% of complex atypical hyper-

plasia, and 81.25% of endometrioid adenocarcinoma. Nuclear staining

was noted in 33.3% of complex atypical hyperplasia and 37.5% of

endometrioid adenocarcinoma; 83.3% and 16.7% of positive nuclear

staining cases were well differentiated and poorly differentiated

adenocarcinoma respectively. There was a significant difference in b-

catenin expression between complex atypical hyperplasia and endome-

trioid carcinoma, but the difference in nuclear b-catenin between

endometrioid carcinoma and complex atypical hyperplasia was not

significant.

Interpretation: PTEN, PCNA, and b-catenin could be of value to

differentiate complex atypical endometrial hyperplasia from endome-

trioid adenocarcinoma, but nuclear b-catenin is of no such value.

http://dx.doi.org/10.1016/j.ejca.2014.03.217
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ANTI-METASTATIC AND ANTI-TUMOUR GROWTH EFFECTS

OF CARNOSOL ON BREAST CANCER THROUGH AUTO-

PHAGY AND APOPTOSIS

R. Iratni a,*, Y. Al Dhaheri a, S. Attoub a, N. Karuventevida a,

K. Arafat b . a Department of Biology, College of Science, UAE

University, United Arab Emirates University, United Arab Emirates,
b Department of Pharmacology & Therapeutics, Faculty of Medicine &

Health Sciences, United Arab Emirates University, United Arab Emirates

Background: The aim of this study was to investigate the effect of

carnosol, a naturally occurring polyphenol found in rosemary, on

the viability, migration, invasion, and tumour growth of the triple-neg-

ative human breast cancer cell line MDA-MB-231.

Methods: Antiproliferative effects of carnosol were measured with a

cell viability kit (Millipore). Autophagy was determined by transmis-

sion electronic microscopy, acidic vesicular formation, and increased

accumulation of LC3-II. Apoptosis was assessed by annexin V, caspase

3, 8 and 9, and PARP cleavage. Wound-healing assay and invasion

matrigel assays were used to assess the anti-migration and anti-inva-

sion potential of carnosol. MMP-9 activity was measured using gelatin

zymography. A chick embryo chorioallantoic tumour growth assay

was used for in vivo tumour growth and metastasis experiments.

Findings: Carnosol was able to inhibit the viability of the MDA-

MB-231 cells in a time- and dose- dependent manner and induce G2

cell cycle arrest. Carnosol induced autophagy followed by apoptotic

cell death in the MDA-MB-231 cell lines. Carnosol induced a dose-

dependent accumulation of reactive oxygen species. Abrogation of

reactive oxygen species by tiron, a reactive oxygen species scavenger,

dramatically reduced both apoptosis and autophagy. Carnosol trea-

ted-cells exhibited histone H3 and H4 hypoacetylation associated with

downregulation of two histone acetyl transferases, p300 and PCAF.

Furthermore, non-cytotoxic concentrations of carnosol significantly

inhibited the migration and invasion of MDA-MB-231 cells and

decreased the activities of matrix metalloproteinase-9. Carnosol inhib-

ited tumour growth and metastasis in vivo. Carnosol targeted

pSTAT3, TNF-a, and DAPK.

Interpretation: Carnosol exerts its anti-breast cancer effects through

multiple targets, including histone modifications, autophagy, and

apoptosis. Hence, carnosol has potential to be a new anticancer drug

against breast cancer.

http://dx.doi.org/10.1016/j.ejca.2014.03.218
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EGFR MUTATIONS IN NON-SMALL-CELL LUNG CANCERS:

A SINGLE INSTITUTE EXPERIENCE

V.V. Maka, M. Subramaniam, N. Kilara . Department of Medical

Oncology, MS Ramaiah Medical College, MSRIT Post, Bangalore,
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