Multi-Institutional Landscape of Somatic Genetic Variants in Pancreatic Neuroendocrine Tumors
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(A) Distribution of variant classes of primary and metastatic samples. Statistical testing by association performed using Chi-Square. (A) Kaplan-Meier plot displaying survival analysis stratified by TP53 mutational status. ~ Statistical testing by logrank.
(B) Kaplan-Meier plot displaying survival analysis stratified by KRAS mutational status. Statistical testing by logrank.

(B) Total Mutation Burden (TMB) of primary and metastatic lesions. Median and quartiles are denoted. Statistical testing performed by
Wilcoxon Rank Sum Test
(C) Most common variants observed in primary and metastatic lesions. Statistical testing by association performed using Chi-Square.

(D) Variants with the strongest correlation with metastasis by logistic regression. Statistical testing by Wald’s Test for logistic regression.
(E) Mutual exclusivity of common variants within primary lesions. Statistical testing by Fischer’s Exact test.
(F) Mutual exclusivity of common variants within metastatic lesions . Statistical testing by Fischer’s Exact test. S U M M ARY
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Association TeStmg suggests Different Patterns of Somatic Variants MEN1 remained most commonly mutated gene in 38.3% of primaries and 36.0% metastases, and was

A) Patient Demographics by sample type.  Statistical testing by association performed using Wilcox Rank Sum Test. . : D .
(A Jrap Y Sampie b Ehd g J found to co-occur with  ATRX and DAXX mutations, indicating a shared molecular pathway.

ATRX and DAXX variants are nearly mutually exclusive in primary tumors and loss this mutual

ATRX and DAXX mutations are mutually exclusive in primary tumors, exclusivity is lost in metastatic tumors, reflecting
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