Characterizing the genomic and immune landscape of serous
borderline tumors and low-grade serous ovarian cancer
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INTRODUCTION

* Low-grade serous ovarian cancer (LGSC) is a
rare subtype of epithelial ovarian cancer,
accounting for 5% of all cases.

SUMMARY

* |In our cohort, SBT and LGSC share a similar microsatellite stable status, low PD-L1 expression and a high percentage of MAP
Kinase pathway mutations.

* The higher incidence of BRAF mutations in SBT and increased frequency of NRAS mutations in LGSC suggest that MAPK pathway gene
mutations may differentially impact propensity for tumor behavior and malignant potential.

RESULTS

* These cancers are marked by resistance to
cytotoxic chemotherapy and frequently exhibit
MAP kinase (MAPK) pathway mutations.

 LGSC is thought to arise either de-novo, or
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Table 2. Approximately 51% (n=55) of LGSC patients had
MAPK mutated tumors whereas approximately 75% (n=18)
of serous borderline tumors had MAPK pathway related
gene mutations.
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* Immunological markers including tumor
mutational burden (TMB), microsatellite
instability (MSI), and PD-L1 status were also
assessed in this cohort.

Figure 2. Oncoplot summarizing
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altered SNVs among serous
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Table 3. Immunological Marker Profile in LGSC and SBT
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Table 3. LGSC and SBT tumors exhibited low overall
percentage of tumor-infiltrating immune cells (THIC). All LGSC
and SBT samples were microsatellite-stable and tumor
mutation burden (TMB) was similar for all LGSC and SBT
tumors. Two of 56 LGSC cases and 1 of 10 SBT cases with
PDL-1 testing were PDL-1 positive.
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