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Literature analysis of adverse drug reaction induced by axitinib
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Abstract: Objective To analyze the clinical manifestations and characteristics of adverse drug reaction (ADR) induced by Axitinib in
order to provide references for rational drug use. Methods PubMed, Web of Science, CNKI and Wan-fang databases were searched
for ADR induced by Axitinib, and the collected literatures were further analyzed statistically. Results Eighteen ADR were indentified
and included. Patients of 50 to 70 years showed the highest incidence (n =11, 61.11%). ADR of axitinib frequently occurred within 180
days after medication (n = 13, 72.22%). Axitinib induced ADR were mainly digestive system (n = 6, 33.33%) and hematological
system (n = 6, 33.33%). Conclusion The ADR induced by axitinib may involve multiple systems. Physicians and pharmacists should

pay more attentions to the safety monitoring of axitinib during medication, be alert to the occurrence of ADR.
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Table 1 Distribution of sexes and ages in patients
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Table 3 Organs or systems involved in ADR and clinical manifestations
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