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[ Abstract)

treatment of gastrointestinal stromal tumor (GIST). However, in

Imatinib has created the era of precise

recent years, there has been a lack of satisfactory drugs for
imatinib resistance. Recently, the emergence of a series of new
agents not only brings new hope to break this situation, but also
verifies that the drug development of GIST treatment still needs
to lock the driving gene as the main target. New drugs, such as
avapritinib and ripretinib, have shown surprising therapeutic
efficacy, which may lead to a new situation in the treatment of
GIST. The precise treatment of GIST guided by different primary
gene mutations and secondary drug resistance mutations will
replace the traditional guidelines based on the number of
treatment lines.
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cabozantinib MET.VEGFR2/ i IM.SU#E G 50 557H(95%  mOS 1824 H  14% NCT02216578 [12]
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ponatinib BCR-ABL,FGFR, - IM T2y 81 - - - NCT03171389 -
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NCT03475953 .NCT04258956 .NCT03609424 ) , ] 5 S 38677
£ GIST BF5E Hh REHUAS 20 ™

= GIST Z/iRy7 J7 1M

Mt 2 20 4F GIST 25 & I Bk T, fe R BENG3E
B =G RIS 1 25 2 T L, N S e BIBa R e S
B R JE , Jo—ARJE LA GIST 3R Sl PR A 1 FH I o5 A e 2k 0
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