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Background and Aim Results
PD-1/PD-L1 blockade therapeutic strategy has revolutionized the | |2:¢reening of let-7a, c-Myc, PD-L1in BC patients and CCAT1 in BC cell lines . 4.Impact of CCAT1 on TNBC hallmarks
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. . . . p-regulated in BC tissues compared to their normal counterparts. CCAT1 (P=0.0490, Figure D) was (P=0.0009 (Figure A), clonogenicity (P=0.0045) (Figure B)
immunogenic triple negative breast cancer (TNBC) tumors were among overexpressed in TNBC cells (MDA-MB-231) when compared to Hormone receptor positive BC cells (MCF-7). IR 2 g & Y e 5
the top listed applicable candidates for PD-1/PD-L1 inhibitors [2]. Yet, || A 5 B 100- C 150- and migration capacity (P=0.0039) (Figure C) of TNBC
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diients. bl and normal tISsues from Patients Were Tesected. 1 12.1mpact of let-7a ectopic expression on c-Myc, IncRNA CCAT1 and PD-L1 expression levels o
Cell Culture: MDA-MB-231 were cultured in DMEM supplemented with Efficient transfection of let-7a oligonucleotides was confirmed (P= 0.0250 > 400,000 fold increase, Figure A). Ectopic 3 =
1% L-glutamine, 1% penicillin/streptomycin and 10% FBS. expression of let-7a resulted in a prominent reduction of c-Myc (P< 0.0001, Figure B), CCAT1 (P= 0.0088, Figure C) and PD-L1 2\‘)’ 207
. . . expression levels (P=0.0400, Figure D). B 15- 0 |
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Functional characterization: BC hallmarks were assessed using MTT, & = & & immunoregulatory loop for PD-L1 in TNBC patients and cell
colony forming assay and migration experiments. 3, 10- ' \ lines. Nonetheless, This study underlines the significance of let-
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Statistical Methods: All statistics were performed using student t-test 7 os- biomarkers in PD-L1 overexpressing TNBC patients.
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3.Impact of CCAT1 siRNAs on let-7a and PDL1 transcript levels .
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