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* Immunotherapy is a breakthrough cancer

treatment that utilizes the immune system to target 3. Resea rCh DESign, Mate rials and Methods Table 1. Effects of poly-G on gene expression in other tumor

cells, i.e., MCF7 and PC3. Experiments were performed similarly
and destroy cancer cells. as in Fig. 2 except that different tumor cell lines were used. ——

* Despite promising, the success rate of cancer Research Design — Use well-established tumor cell lines that were derived from important types of tumor, culture denotes significant decrease in expression in poly-G treated cells.
immunotherapy is relatively low. the tumor cells, treat them with or without poly-G for either 8 h (to observe early responses) or 48 h (to observe

* One main underlying problem is the suppression of late responses), and then conduct gene expression analysis. |M
immune cells by the tumor microenvironment. Tumor cell lines and T cells — The tumor cell lines used in this study are M586, which was derived from melanoma;

* To boost the efficiency of cancer immunotherapy, it MCF-7, which was derived from breast cancer; and PC-3, which was derived from prostatic cancer. T cells were
is critical to gain a better understanding of the isolated from peripheral blood mononuclear cells (PBMC). * Recent research has shown that increasing
mechanism by which tumor cells induce Quantitative RT-PCR — The expression level of metabolic enzymes was determined by quantitative RT-PCR, using glucose availability can lead to decreased T cell
immunosuppression and how to prevent it. RNA extracted from indicated cell cultures with or without the treatment of poly-G, a ligand for TLRS. senescence.

Statistic Analysis — Detailed information including variables and controls are included in the figure legends. * By down-regulating tumor glucose metabolism,
poly-G may be increasing the glucose

availability for T cells, decreasing their level of

T-cell senescence induced by cancer cells

* Cancer cells can induce T cell senescence, a form of 4. Ma 11 RESU |tS (all graphs were generated by the finalist unless indicated specifically)
Immunosuppression.

* |nvestigating how tumor «cells induce T cell

senescence.
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2. Research Questions o or + Determine whether poly-G treatment leads to an
J increase in the availability of glucose for T cells.
1,3-Bisphosphoglycerate * Determine how TLR8 activation regulates
* Main Question: How does TLR8 activation v PKM LDHA expression of the proteins critical for glucose
prevent tumor-induced T-cell senescence? 3'Ph°5phig'ycerate g 18 g 15 : metabolism.
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