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BACKGROUND RESULTS RESULTS

0 Rearranged during transfection (RET) gene alterations are the oncogenic 4 105 time-distinct biopsies were included in analysis, obtained from 89 pts with QO On-target mutations were detected in 15% of thyroid cancer

driver in diverse tumor types. RET-selective tyrosine kinase inhibitors progression on a RET-selective TKI (Fig. 1). 97% of samples had baseline NGS. samples and 12.9% of NSCLC samples; off-target alterations, in

(TKls) selpercatinib and pralsetinib are effective, but acquired drug W Acquired RET mutations were detected in 13% (G810X, in 10%) (Fig. 2, 3). 40% of thyroid cancer and 44.7% of NSCLC samples.

resistance remains a challenge. A Potential off-target resistance gene alterations identified in 46 cases (44%) included W Median duration of RET TKI preceding biopsies [first-line, n=34
O Here, we report the initial results from the RETgistry, an international MET amplification (12%), BRAF V600E or fusion (3%), KRAS gain or mutation (32%); second-line, n=42 (40%); third-/greater-line, n=29 (28%))]

consortium aimed at elucidating mechanisms of resistance to RET TKls (5%), ERBB2 amplification (2%), EGFR amplification (3%), ROS1 fusion (1%), ALK was 16.5 months (mos) (95% CI, 14.0-20.0).

across RET-altered solid tumors. fusion (1%) , and activating PIK3CA mutation or PTEN loss (5%) (Fig. 2, 4). O Median PFS was 13.0 mos (95% Cl, 9.3-15.88).
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