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Introduction

Figure 2. The mechanisms underlying MRTX1133 resistance in MRTX1133-resistant GP2D and KPC cells. (A) Volcano Reference:

plot of differentially expressed genes in RNA-seq of GP2D and MRTX1133-R-GP2D cells. KEGG enrichment of up-regulated
| (B) and down-regulated (C) signaling pathways in MRTX1133-R- GP2D cells. (D) Heatmap of differentially expressed genes

l in RNA-seq of KPC and MRTX1133-R-KPC cells. (E) WB validation of potential targets.

GP2D or KPC cells were continuously exposed to stepwise increasing
concentrations of MRTX1133. The resistant phenotype was confirmed by cell
viability assays and xenograft studies. The image was created with BioRender.
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