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Introduction " Result 1(
: : : All the fifty patients (100%) had positive estrogen receptor tumors (mnclusion ; “ Not amplified (<2)
Breast cancer 1s the most frequent cancer among women. It 1s considered to be a -+ the Lty patients (11 °) nac p 105 ecp (nclusi S it
: ‘ ‘ . : ‘ criteria). Forty-four patients (88%) had positive progesterone receptors while 00,4 4 Amplified (>2)
highly heterogeneous disease, with distinctphenotypic and morphological oatients had bositive her? rec ‘
f 1~ ) cine verv different clinical outcomes g none of patients had positive her2 receptors. e
prol f’ c.auk _g‘ Ty 11 OULCOIEs. ‘ ‘ All patients enrolled m this study were subjected to endocrine therapy.
The (,YTP19A1 18 used as a prognostic marker of breast cancer due to its genetic Among them, twenty-five patients (50%) were on Als (Femara and 70 -
control in estrogen synthesis. Aramidex) while twenty-one patients (42%) were on SERMSs drugs @ 60 1
CYPI9AL 1s affected by prolonged use of aromatase mhibitors treatment, (Tamoxifen and Nolvadex). About tour patients (8%) were on combination of % 50 4
acquired resistance to hormonal therapy causes the tumor to relapse leading to SERM and AI drugs (table 6). e
metastatic breast cancers. The duration ot endocrine therapy for patients ranged from 2-10 years with g
mean £ SD of 2.78 + 1.30with median (IQR) 2.50 (2.0 — 3.0).no statical 0
signiticant correlation between CYPI19A1 gene amplification m the duration 20 1
. ot endocrine therapy (p value=0.333). 10 4 |
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The potential role of CYP19AI1 gene copy number and amplification state was
evaluated as a causative mechanism for developing secondary resistance to 10 Figure 2: Relation between Copy number and treatment
hormonal therapy in hormonal resistant breast cancer patients.
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Patients and Method : ‘
atients and Methods Conclusion
study was co ) onsecutively s ents wi g ° ° ‘ DO A
The; tudy wa e nducted on 50 consecutively ﬂe‘le’cted patients with recurrent : In the current study it was found that CYPI9AT copy number
and/or metastatic breast cancer presented to Clinical Oncology and Nuclear A 4 amplification was increased in the secondary or recurrent tumor
:.’_. * * / . * :.;_ * T - .:v . * I.Y . * . i L= ] L= L= v.l .
Medwme Department at Alexandrla‘l\lam University Hos’pltal‘ ‘ samples than in the primary. These results were not different to
Formalin tixed paraffin embedded tissue (FFPE) from primary tumor at the time ol
: : : . : - ‘ 2 what has been reported in literature.
of diagnosis and tissue tumor biopsies during relapse (contirmed by histo-
pathological examination) from breast, liver, skin or any other affected organ if
possible. 0 . .
Tissue tumor DNA was extracted from FFPE. Not amplified (<2) Amplified (>2) i Bkl A Fiaia
RN : : o exandria Faculty of Medicine
The copy number of CYP19A1 gene was determined by Real Time Quantitative .“m-m-ﬁ CC-B‘I’-NC“’
Polymerase Chain Reaction (RQ — PCR) using Tagman copy number assay Figure 1: Relation between Copy number and duration (years) hikaass
(Applied biosystems). e O | (il ¢
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