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[ Abstract] Objective To evaluate the characteristics of toxicities of sunitinib( sutent) in treating imatinib-resistant or intoler-
ant gastrointestinal stromal tumours( GIST) , and propose an effective algorithm for managing side effects in clinical practice. Methods

Forty-one patients with imatinib-resistant or intolerant GIST were treated with sutent from Jan. 2009 to Jan. 2011. Twenty-four cases

were male, 17 were female. The average age was 55. Syears (29-82 years). Single agent of sutent SOmg once daily was administrated
to 29 patients, 5 patients were given sutent 37. Smg once daily for 4 weeks with 2-week interval, and the other 7 patients were given
sutent 37. Smg once daily without stop. The main toxicities were analyzed for incidence rate, grade, prevention and cure measures. Re-
sults The toxicities of sutent included leucopenia (75.6% ), thrombocytopenia (73.2% ), anemia (58.5% ), hand-foot syndrome
(82.9% ), skin reaction (56.1% ), fatigue (48. 8% ). Most of the toxicities appeared in the different time of treatment and different
characteristics. Eight cases (19. 5% ) experienced grade 3 toxicities and had dose reduced ;and 1 patient had permanent dose withdraw
for grade 4 thrombocytopenia. There were main measures for the toxicities of sutent including reducing dosage, breaking drug and cor-
rect symptomatic treatment. Conclusion Most toxicities of sutent in treating imatinib-resistant or intolerant GIST were grade 1 or 2.
The use of sutent for GIST patients with imatinib-resistance or intolerance is safe, and side effects are easy to relieve by reducing dos-
age, suspending drug, active prevention and correct symptomatic treatment.
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