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THE STUDY OF THE INFLUENCE OF LEUKEMIC-CELL
ASSOCIATED INHIBITOR ON NORMAL CFU-E

Huang Renwei Liang Jinhua Li Mingquan Liao Shisheng

(The Department of Hematology, The 3th Affiliated Hospital)

The in vitro CFU-E culture was used to research the suppression of Ileukemic-cell
associated inhibitor on CFU-E. The influence of Leukemic Cell Conditioned Media(LCCM)
from 10 cases of untreated acute leukemia patients was reported. 10/10 LCCM specimen
showed inhibition on normal CFU-E growth in vitro. The inhibition rate ranged from
25.4% to 67.% with the mean of 44.35%. The result indicates that leukemic cell-associ-
ated inhibitor also has inhibitory activity on normal erythropoiesis.

Key words colong forminy unit—erythrocyte(CFU-E); leukmic cell conditioned media
(LCCM); leukemic—cell associated inhibitor(LAT)
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