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\/ NVL-520: DESIGNED TO ADDRESS MEDICAL NEEDS IN ROS1+ CANCERS \/ PHASE 1/2 ARR@S—1 STUDY
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« TRK-family kinases (TRKA/B/C) play crucial neurological functions. NVL-520is Highly Selective for ROS1 Over Other Kinases ROS1 TKI CHEMO/I1-0 Stud )Y ID: NCT05118789
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