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Abstract: Objective To study the characteristics of bone marrow hematopoietic recovery such as absolute neutrophil count
(ANC) and platelet (PLT) after accepting hematopoietic stem cell transplantation in the patients with inv(9). Methods A total of
39 589 cases of definitely diagnosed hematonosis in our hospital from January 2010 to October 2015 served as the research subjects.
The R banding technique, polymerase chain reaction(PCR) and flow cytometry instrument were adopted to check chromosome kary-
otype,fusion gene and bone marrow hematopoietic recovery related indicators. Results PMIL-RARa, BCR-ABL1, AML-ETO.
EVI1,CBFg-MYHI11, MLL-AF6, AML-AF4, SET-NUM214, SIL-TALI, IgH rearrangement, TCR rearrangement and BCL1-IgH
and other fusion gene were detected in the patients with inv(9) hematonosis. The recovery situation after receiving hematopoietic
stem cell transplantation in the patients with inv(9) : ANC recovered to >>0.5X 10" /L on 12 d after transplantation, PLLT recovered
to >20X10/L on 16 d after transplantation. The recovery situation after receiving hematopoietic stem cell transplantation in the
patients with non-inv(9) ; ANC recovered to >>0.5X10°/L on 12 d after transplantation,and PLT recovered to >>20X10°/L on 13
d after transplantation. Conclusion The time achieving ANC recovery >>0. 5X 10" /L after hematopoietic stem cell transplantation
in the patients with inv(9) and without inv(9) is almost similar, while the time achieving PLT count recovery in the patients with
inv(9) is slightly longer than that in the patients without inv(9).
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