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The effect of cellular composition in allografts of pediatric donors on the
outcomes in patients undergoing haploidentical hematopoietic stem cell
transplantation

CAO Le-qing, WANG Yu, XU Lan-ping, ZHANG Xiao-hui, CHEN Huan, CHEN Yu-hong, HAN Wei,
YAN Chen-hua, MO Xiao-dong, FU Hai-xia, ZHANG Yuan-yuan, WANG Feng-rong, TANG Fei-fei,
HAN Ting-ting, LIU Yan-rong, LIU Kai-yan, HUANG Xiao-jun, CHANG Ying-jun(Peking University
Peoples Hospital, Peking University Institute of Hematology, Beijing Key Laboratory of Hematopoietic
Stem Cell Trasplantation, Beijing 100044, China)

Abstract: To investigate the impact of cellular composition of allografts harvested from pediatric donors on the outcome after
haploidentical hematopoietic stem cell transplantation ( Haplo-HSCT), eighty patients with hematological diseases receiving
mixture allografts of bone marrow (BM) and peripheral blood (PB) harvests from pediatric donors were retrospectively en-
rolled. Cellular compositions of the allografts were analyzed by flow cytometry. 100% cases achieved neutrophil engraftment
with a median time of 13 (range: 10-28) days. 96.4% cases achieved platelet engraftment with a median time of 18 (range: 9-
180) days. The 3-year cumulative incidences of relapse and transplantation related mortality (TRM) for the 80 patients were
21.9% and 17. 7%, respectively. The 3-year leukemia-free survival(LFS) and overall survival(OS) were 60.7% and 66.7%.
Multivariate analysis showed that donor/recipient relationship (P =0. 02) and higher dose of CD34" cells (P=0. 014) were
correlated with platelet engraftment. Platelet engraftment (P <C 0.001) and lower dose of CD14" cell (P=0.022) were corre-
lated with LFS. Platelet engraftment and chronic GVHD were correlated with OS (P < 0. 001, P=0.03) as well as TRM (P
< 0.001, P=0.004). In conclusion, for patients underwent Haplo-HSCT who received allografts from pediatric donors, a
higher dose of CD347 cells were correlated with accelerated platelet engraftment, as well as the improved survival.

Key words: haploidentical hematopoietic stem cell transplantation; pediatric donor; cell composition in allograft; outcome





