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» Papillary renal cell carcinoma (PRCC) had the highest ratio of TFE3 ABCC2
fusion and PRCC with TFE3 fusions showed aggressive phenotype. ﬁé@éf
Nevertheless, effective targeted therapies for such patients are yet to be  \ge SQS T
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signaling pathways were selected by using drug-target network analysis. NS
Finally, amrubicin, cetuximab, panitumumab, paclitaxel, and epirubicin Jraite
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+ PRCC is the second most common subtype of renal cell carcinoma. infmmatory response 88(@3%})
PRCC have associated with gene fusions involving TFE3 which had the i THBS1
highest ratio in TCGA patients [1]. Moreover, the clinical behaviour with
TFE3 fusion showed relatively aggressive phenotype [2]. Figures 3. Gene expression heatmap of cancer-related pathways using the DEGs.

Expression value of DEGs associated with NRF2 related pathway, GPCR signaling
related pathway, and Inflammatory response related pathway demonstrated
significant differences between fusion positive and control.

* We systematically analyzed the molecular features of TFE3 in PRCC and
finding DEGs, performing network analysis and targeting drugs.

* In TCGA kidney papillary renal cell carcinoma (KIRP) data, TFE3 fusion

positive samples showed significant correlation with TFE3 high (A) '”ggggf‘ggzzrv
expression. Moreover, half of them belongs to the top 10% In TFES bathway
expression. ®
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Figures 4. Visualization of network between putative target genes, the cancer-

Survival Analysis Figures 2. Kaplan-Meier Curve. related pathways, and target drugs. (A) Three major cancer-related pathways and
e e R B e T B S T LA0) Survival Analysis between the associated genes. (B) Drug-target network. Left: the major cancer signaling
fusion case (n=6) and the bottom pathways; center: genes; right: drugs. Red: over-expressed genes in fusion
1.00. 50% of low TFE3 expression positive case; blue: under-expressed genes.
(n=140). The plot represented the
\.\" survival rate difference between CO"CIUSiOn

the case and control (P <0.001).

T i We identified the DEGs in PRCC with TFE3 fusion and the shared pathways t
R 4 that has potential to predict therapeutic targets.
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