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I MLL-AF 10 BH M 20 1 il o 25 35 0 PR B}, 455 SCRRIWTAfA MLL-AF 10 FHAE 200k 1 1l 8 5 i R
PR TG SR 6B E 46, 20, FAAFER A 19.5 2, Hd 5 6135 LU GG 4 Bl
AT WBC < 10x10°/L, FAB 43 #4 M 5 i, M, 1 4] , 132 Bf MLL-AF 10 it & 3 B 7K SF- (S22 B8 PCR
)4 0.23%~22.60% , 4 B & A [R5 91 WT1 3 2828, AR s AR R k. 5 Bl pRAf iR
BT AT VAT R PAT S 2G5 77 5 3L DR i 40 RS A (allo-HSCT) . 6 i 35 v 2 £
52 Z R AIE FET (1 BIAE 507 WIILAE , 1 FIRAE S RAEASET) , S BIFAE B3 4 BRI
AAf. 8518 MLL-AF10 FHPE 20 s 8 2 AR B 1 FAB 0 DA Ms MR 2, 8 L) R A
W2 A0 A, R I MLL-AF10 fil /5 38 KSR, 7 A WS 2748 H Bk 7 A 5w
PIDRIHR LG 5 A TR 22 , allo-HSCT A m] RERi s H il .
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[Abstract] Objective To analyze the clinical features and prognosis of acute leukemia patients
with the mixed lineage leukemia (MLL) gene rearrangements AF10 positive. Methods 6 cases with
MLL-AF10 positive were analyzed retrospectively, related literatures were reviewed to clarify MLL-AF10
patients’ clinical features and prognosis. Results The median age of 6 cases was 19.5 years old, 5
patients with fever onset, the onset white blood cells of 4 patients were less than 10x10°%/L. 5 cases were as
M; and 1 case M. according to FAB classification, the level of fusion gene (RQ-PCR) was 0.23%-22.60%
when diagnosed, 4 cases had concomitant WT1 gene mutation, flow cytometry disclosed myeloid
phenotype. Of 5 evaluated patients achieved the first complete remission after conventional chemotherapy,
2 cases of complex karyotype died, one case died of sepsis in induction, another died from failing of
transplantation. 4 out of 5 transplant recipients gained long term survival. Conclusions The MLL-AF10
positive patients were mostly young men, the majority FAB classification was Ms or M., often onset with
fever, low white blood cells and low level of fusion gene, usually associated with WT1 mutation.
Conventional chemotherapy produced a high response rate, but easy to relapse, while the complex
karyotype had a poor prognosis, allo-HSCT may have the potential to improve the prognosis of MLL-AF10
positive patients.
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1. 1 : LA 2008 4F- 7 H 222014 4F: 8 H At K
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TEAZERTN, 455 AUk 2= g, -1 T FAB 4384
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S 20 il 35t A% 2 [ B i 24 136 ( ISCN2009) YA 74
AR T

4. ST E fE PCR: MLL-AF 10 Fifi 75 3 R AG: ) 2R
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