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ABSTRACT RESULTS
Background: FGFR2 genomic alterations (GA) have been described in a Figure 1. Distribution of FGFR2 Alterations by Tumor Type Figure 2. Distribution of Partners in FGFR2 Rearrangements Figure 4. Long Tail Plot of Genomic Alterations in FGFR2
variety of solid tumors and emerged as biomarkers for investigational agents and Schematic of 10 Most Common Eusions Altered Tumors
undergoing clinical trials
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Results: FGFR2 GA were detected in 2,993 (1.5%) cases featuring short 12 WS CNA ® Multiple ™ Rearrangement ™ Copy Number M Short Variant
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GA were S252W, N549K, C382R, P253R, Y375C, K659E and R664W. A E 40
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amplification most common in breast, gastroesophageal and lung ca. FGFR2 21 v
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FGFR2-BICC1 was the most frequent fusion followed by fusions with TACC2, g § C e T8¢ SE § E"§ E EEBDE SE EE E . TACC2
AHCYL1, CCDCS6, VCL, and KIAA1217. MSI-High status present in 6.8% of £ o E £Y T e _0E o -5 5 £ a 5==5 § § ¢ N AHCYLL
evaluable FGFR2 altered cases (63% in endometrial ca). Median TMB was L Eg EEEE & E S8 8 nepglyn o & e
3.5 mut/Mb with 21.8% featuring = 10 mut/Mb and 12.0% featuring = 20 2 § % SETTE £ EE 2 Cecmp 2 wigpm 7Eu E2 £ B E .
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mut/Mb. 12.7% FGFR?2 altered had > 1% PD-L1 staining with 3.4% > 50% o & 35 "¥mc o cX¥=7 y 9P cVYE og— s g B No Partner Identified 0, 0 Py P P 2 Sy O
staining. 29% of PD-L1 IHC+ cases in NSCLC. FGFR2 %Itered ca’s 9 @ “ E‘E% % EE E T 5 E - ; E’E Lgu i E L ?fé? %/‘” S5 T M@’G"\Z’i&%%%%%%@;@@%%@‘%‘%@&%ﬁ% YRR fﬁg X
responding to anti-FGFR2 therapies will be presented. E = s % g £ E -fé 3 ERE R S N 5' FGFR2(ex1-17)-BICCL(ex3-21)
_ , _ e § O & g t 59 ° T I e e e e e e e e e e « Alterations in PI3K/AKT/mTOR pathway commonly co-occur with
Conclusions: FGFR2 GA are most frequent in cholangioca, breast, Gl tract, 2 & g 5' FGFR2(ex1-17)-AHCYL 1{ex2-17) FGER? alterations
lung ca and CUP, with enrichment of FGFR2 fusions in biliary tract ca. Cases =1 . Alterations to other kinases. such as ALK. EGER. and ERBB? rarel
with FGFR2 GA typically do not feature other kinase driver GA and are 5' FGFR2(ex1-17)-BICC1(ex18-21) , " ’ ’ y
associated with mutations in the MTOR/PIK3CA/AKT pathways. Finally, in - FGFR2 GA are seen across more than 50 disease types, with enrichment in RN IR REIRE R — co-occur with FGFR2 alterations
contrast with RTK driver GA in EGFR (57%) and ERBB2 (79%), at 12.0%, liver Cholangiocarcinoma as well as breast and uterine carcinomas 5' FGFR2(ex1-17)-TACC2(ex11-17)
across all tumor types, FGFR2 mut cancers may have higher frequency of « Frequency of specific classes of FGFR2 alteration types vary widely by tumor NN NIEINEE - CONCLUSIONS
TMB = 20 mut/Mb suggesting potential immunotherapy responsiveness type 5' FGFR2(ex1-17)-CCDC6(ex2-9)

_ 5' FGFR2(ex1-17)-SORBS1(ex5-21) « Diverse FGFR2 alterations are detected in 1.5% of all
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recurrent partners accounting for >33% of all rearrangements lung and unknown primary carcinomas, with enrichment of
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