Preclinical Evaluation of Tumor Treating Fields (TTFields) with Immunochemotherapy in small cell lung carcinoma
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Introduction

Results

" Small cell lung cancer (SCLC) is a highly aggressive malignancy treated
with  platinum-etoposide chemotherapy, immunotherapy, and FIGURE 1. TTFields plus cisplatin and etoposide (CE) were FIGURE 2. TTFields downregulated proteins in the FA-BRCA DNA repair pathway and, FIGURE 3. TTFields plus CE enhanced ICD beyond either
concurrent thoracic radiotherapy.*? more efficacious than either TTFields or CE alone when applied with CE, induced more DNA damage than either TTFields or CE alone TTFields or CE alone
" Tumor Treating Fields (TTFields) are electric fields that exert physical
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® Calreticulin detection: Cells were stained with anti-CRT antibody and K &
7-AAD and acquired by flow cytometry. One-way ANOVA with Tukey’s multiple comparison Multiple unpaired t-tests One-way ANOVA with Tukey’s multiple comparison

" HMGB1 detection: Supernatants were collected and quantified by HTRF

assay.
" TTFields in vivo: Male C57BI/6 mice were orthotopically inoculated with FIGURE 4. TTFields reduced tumor growth versus control, FIGURE 5. TTFields plus CEP increased DNA damage and FIGURE 6. TTFields plus CEP elevated serum HMGB1, enhanced tumor infiltration of CD8
50,000 murine KP3 SCLC cells. Seven days later, TTFields or sham-heat with greater benefit when applied concomitantly with apoptosis relative to TTFields or CEP alone T cells, and increased interferon-y production by tumor infiltrating CD4 T cells
were continuous applied for 10 days. Cisplatin (2 mg/kg), etoposide cisplatin, etoposide, and anti-PD-L1 (CEP)
(8 mg/kg), and anti-PD-L1 (10 mg/kg) were administered i.p. according DNA damage Apoptosis Abundance in T cell population
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