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[Abstract] Objective To evaluate the efficacy as well as adverse effects of idarubicin (IDA)
combined with CAG regimen (IDA+CAG) on previously untreated elderly patients with acute myeloid leukemia
(AML) . Methods One hundred and thirty—eight previously untreated elderly patients with AML enrolled from
January 2002 to January 2011 in our center were retrospectively analyzed, and then they were separated into two
groups : a treatment group (68 cases) and a control group (70 cases) . The treatment group was managed with IDA
combined with CAG regimen : IDA 3 mg/m’ dayl-2 ; granulocyte—colony stimulating factor (G-CSF) 300 ug day?2,
150 ug day3-14 ; aclarubicin 10 mg/d day3-5 ; cytarabine 15 mg/m’, q12 h day3-14. The treatment would not be
ceased until the white blood cell count (WBC) <1.0X 10°/L or bone marrow extremely hypoplastic. The control
group was managed with hydroxyurea and best supportive care : hydroxyurea 1.5 g bid and ceased when WBC<
10.0 X 10°/L, meanwhile, supportive care such as transfusion and anti-infection therapy was given when necessary.
The following parameters in both groups : complete remission (CR), partial remission (PR), stable disease (SD),
progressive disease (PD), overall survival (0S), disease—free survival (DFS)and adverse events were documented and
analyzed. Results In treatment group, there were CR 5 cases (7.3%), PR 35 cases (51.5%), SD 17 (25.0%), PD
11 (16.2%), overall responding rate (CR+PR) 58.8%, disease control rate 83.8%, median OS 14 months and median
DFS 12 months. In control group, there were SD 60 cases (85.7%), PD 10 cases (14.3%), disease control rate 85.7%,
median OS 6 months and median DFS 0 months. The main adverse events included infection, neutropenia, anemia and
gastroenteric symptoms. In treatment group, there were 5 cases (7.4% ) with = lll degree vomiting and 27 cases (39.7% )
with =1l degree hematological toxicity. In control group, there were no patient (0) with =l degree vomiting, 12
cases (17.1%) with =1l degree hematological toxicity. Conclusion The therapeutic effect of IDA combined with
CAG regimen is good, well tolerated with less adverse events and can significantly elevate the OS and DFS of elderly
patients with AML previously untreated.
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