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[Abstract]  Objective To explore the role of targeted drug therapy-related genes (C-KIT and PDGFRA) in the treatment
of gastrointestinal stromal tumors. Methods A total of 240 cases of gastrointestinal stromal tumors diagnosed in Fujian Provin-
cial Hospital were collected. Sanger sequencing was used to detect gene mutations (C-KIT gene exons 9, 11, 13, 17, 18, and
PDGFRA gene exons 12, 18), and their relationship with clinical features was analyzed. Results 1) The mutation rate of C-
KIT was 79.2%. The frequency of exon 11, 9 and 13 was 80.5%, 10% and 4. 2% , respectively. Deletion mutations and point
mutations were more common in exon 11 mutations. 2) The mutation rate of PDGFRA gene was 6. 7%. The frequency of exon
18 mutation was 93.75% and the D842V point mutation was more common. 3) The mutation in exon 11 of C-KIT gene was
high. The mutation occurred mostly in very moderate-risk, high-risk grades, and the morphology of spindle cell type was more
common in C-KIT gene exons 11. The gastric mutation rate of PDGFRA gene exon 18 was high. The mutation occurred mostly
in very low-risk, low-risk grades, and the morphology of cutaneous cell type was more common in PDGFRA gene exons 18.

Conclusion The frequency of C-KIT/PDGFRA gene mutation in patients with gastrointestinal stromal tumors is very high and

the mutation sites and forms are diverse. Therefore, we recommend the combined detection of C-KIT/PDGFRA gene before

treatment to provide the basis for targeted therapy.

[Key words] gastrointestinal stromal tumors; C-KIT gene; PDGFRA gene; targeted therapy
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