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[ Abstract |

characteristics of high recurrence rate,short disease-free survival time and poor prognosis. Hematopoietic stem

Philadelphia chromosome-positive (Ph +) acute lymphoblastic leukemia (ALL) has the

cell transplantation (HSCT) has always been considered as the only method for curing Ph+ ALL. With the
advent of tyrosine kinase inhibitors (TKID) ,the efficacy and prognosis of the patients with Ph-+ ALL are signif-
icantly improved. Imatinib is the first TKI for targeting BCR-ABL fusion gene in Ph+ ALL, whereafter the
second-generation TKI nilotinib, dasatinib, bosutinib and third-generation TKI ponatinib are gradually devel-
oped. Although TKI combined with chemotherapy has achieved significant therapeutic response,but frequent
relapse and drug resistance remain a current challenge. This article reviews the progress of TKI in the treat-
ment of adult Ph+ALL in recent years.
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