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Introduction

* Natrium lodide symporter (NIS) is an lodide co-
transporter in thyroid cell.

* It plays a pivotal role in radiolodine uptake.

+ Itexpresses in thyroid cells and non thyroid cells
such as lactating breast cell, gastro-intestine cell as
well as breast cancer cell.

« Adenosine triphosphate (ATP) and epidermal
growth factor (EGF) are proliferative agents :
as an activate extracellular signal-regulated
kinase (ERK) pathway.

+ The signaling pathway plays an important
roles in regulation of NIS expression.

The aim of this study

* To investigate the effect of ATP and EGF to the
NIS expression in breast cancer cell lines.

Materials and Mathods
* 2typesof cell lines :
- MCF7 cellline is rep ing the luminal A subtyp
~ SKBR3 cell line is rep ing the HER2 subty,

« Hacat cell line, a non-cancer cell, was used as control.
» Cells were treated with ATP, EGF
+ The expression of NIS mANA :

= quantitative-reverse transeription-polymerase chaln reaction (QRT-
PCR),
 The NIS protein expression :
- Immunocytofluoresence.

survival of the cell post-lodine treatment
- Clonogenic assay :
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Results

NIS mRNA expression
SKBR3 cell line
A combination treatment of ATP and EGF for 24 hours increases the level of
NIS mANA expression by 1.6 fold higher compare to the untreated cells
(p<0.05)
The treatment of ATP and EGF alone do not increase the level of NIS mANA
expression
MCF-7 cell line

= No GPCR product
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NIS protein expression

+ SKBR3cells
= The NIS espression in this cells
s masthy lound in cytoplaim.

+  Acombination of EGF and
ATP increase NIS protein
expression at membrane of
SKBR3 cells

* we cannot detect NIS protein
expression in MCF7 cells.
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Clonogenic Assays : SKBR3 Cell Line ; :
n Clonogenik Assays : MCF7 cell line
A ¢ Control
B 1131 Treatment A Contrel
€1 ATPAEGE #1131 treatment (peD 000} B :1-131 treatrment
C ; ATP+EGF and 1-131 treatment p< 0.000
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Conclusions
« NIS is expressed mostly in cytoplasm of SKBR3 cells : (HER2)
— A combination treatment of ATP and EGF :
* increase the expression of NI mRNA and protein.
o reduce cell survival significantly,
+ MCF7 cell line : (luminal A)
~ do not express NIS mRNA and protein.
— It has response toward I-131 treatment.
« Asignificant response of I-131 show in both of breast cancer
cells.
e « Further studies are needed to cover the role of iodine in breast
B:1-131 treatment cancer cell.
C: | ATP-EGF + 1:131 treatment
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