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THE SAFETY AND EFFICACY OF SUNITINIB USING A MODIFIED
REGIMEN (2 WEEKS ON/1 WEEK OFF) FOR TREATMENT
OF METASTATIC RENAL CELL CARCINOMA
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We prospectively investigated the safety and efficacy of sunitinib using a modified regimen (2 weeks
on/1 week off) in 24 patients (22 males, 2 females ; age range 39-86 years, median 64 years) with metastatic
renal cell carcinoma (RCC). During the observation period (3-62 weeks, median 21 weeks),
thrombocytopenia was seen in 13 (54.2%), leukopenia in 11 (45.8%), hand-foot syndrome in 5 (20.8%),
hypertension in 4 (16.7%), and hypothyroidism in 3 (12.5%) patients, while grade 3 or higher adverse events
were found in 4 (16.7%), 1 (4.2%), 1 (4.2%), 2 (8.3%), and O patients, respectively. Of the 21 patients
evaluable for response, 5 (23.8%) showed partial response, 8 (38.1%) stable discase, and 8 (38. 1%)
progressive disease. This new modified regimen may lead to a reduction in adverse events for treatment of

patients with metastatic RCC as a substitute for the standard dosing regimen of sunitinib.
(Hinyokika Kiyo 60 : 209-214, 2014)
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Table 1. Patient background factors Table 2. Adverse events
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Fig. 2. Reasons for discontinuing oral administration and timing.
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Fig. 4. Opverall survival (median 42 weeks).
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Table 3. Risk factors in patients backgrounds re-
lated to progression-free and overall
survival
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Table 4. Risk factors of adverse events related to
progression-free and overall survival
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