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SUMMARY 

The most common cancer type in women worldwide is breast cancer. Among cancer-

related deaths, breast cancer is the second most common cancer after lung cancer in 

women. Growth factors such as HER2/neu in the development of breast cancer, the 

effects of hormones such as estrogen and prolactin (PRL) are known. According to 

recent studies, growth hormone (GH) released from the pituitary gland in the postnatal 

period was found to be increased in breast tumor biopsy specimens compared to 

normal breast epithelial cells. Malignant conditions, such as acromegaly, are 

frequently observed in endocrine disorders, leading to breast cancer development. Like 

prolactin, GH is found to be an inducer in mammary gland development. Forced GH 

expression in breast cancer cell lines induced cell invasion, metastasis and 

carcinogenesis. Curcumin is a natural compound produced from the root of ''Curcuma 

Ionga'' and has anti-oxidant, anti-inflammatory, anti-proliferative and anti-

carcinogenic effects on prostate, colon, cervical, melanoma, pancreas and breast 

cancers. Although curcumin has been shown to reduce cancer volume, inhibit 

metastasis in vitro and in vivo cancer models, clinical studies suggest that the anti-

carcinogenic effect of curcumin is declined because of its stability problem in serum 

sampels. However, in clinical trials curcumin, which acts as an NF- B inhibitor, has 

been shown in the pancreatic, colon, and breast cancer cases to increase the 

carcinogenic effect of some chemotherapeutic drugs (5-FU, docetaxel, gemcitabine). 

Atiprimod, which acts as an inhibitor of STAT-3 from key molecules in the GH signal, 

has been shown to be effective in breast cancer, melanoma and hepatocellular 

carcinoma as anti-inflammatory, anti-angiogenic and anti-carcinogenic agents. The 

purpose of this thesis is to investigate the effect of atiprimod on curcumin-induced 

apoptotic cell death on autocrine GH expressing MCF-7, MDA-MB-231, MDA-MB-

453 and T47D breast cancer cell lines. Atiprimod significantly increased cell viability 

induced by curcumin MCF-7, MDA-MB-231, MDA-MB-453 and T47D wild type and 

GH+ breast cancer cells. It has also been shown that atiprimod has the potential to 

inhibit curcumin-induced cell death, mitochondrial membrane potential loss, and 

apoptotic death regardless of GH expression in all breast cancer models according to 

PI, DAPI, DiOC6 staining, PI cell cycle and Annexin V/PI apoptotic cell death 

analysis. Thus, it has been determined that atiprimod exposure increased the curcumin 
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induced apoptotic cell death in MCF-7, MDA-MB-231, MDA-MB-453 and T47D 

GH+ breast cancer cells.  
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