DOT :10. 160167j. 1000 5404. 2004. 19. (09
26 19 Vol. 26 No. 19

1720 2004 10 ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE Oct. 2004

I E G5 1000-5404(2004)19-1720-03

K562 BMSCs MIP-1a
IRH,E RA, RAE, TR K O TRREA ( , 400038)
. B K562 (bone marrow stromal cells BMSCs)
BMSCs MIP- la . HiE K562 BMSCs
s 24712 BMSCs ; MIP- la BMSCs  MIP- lamRNA ; TUNEL
BMSCs . EER K562 BMSCs 12 ; BMSCs 4
(P<0.01); MIP- la 4d (P<0.01); BMSCs MIP-lamRNA
4 (P<0.0D. 45 K562 BMSCs , , MIP- la .
;s K562 ;
. R329.24; R392.12; R733.7 . A

Experimental investigation of the effects of K562 on the growth characteristics and the

expression of negative regulatory factor MIP-1a of BMSCs
DENG Jun, PU Xiao-yun, ZHANG Chun-lei, LI Zhao-quan, HUANG Hui, CHEN Xiao-li (Department of Clinical Hematology,
College of Medical Laboratorys Third Military Medical University, Chongging 400038 China)

Abstract: Objective To investigate the effects of K562 on bone marrow stromal cells (BMSCs) hy observing
the changes of the growth characteristics and the expression of negative regulatory factor MIP-1a of BMSCs. Methods
BMSCs were cultured with K562 in isolation culture and contact culture. At 2, 4, 7, and 12 d after culture, the
growth of BMSCs was observed using an optical micoscope; the level of MIP-1a was measured by ELISA ; the expres-
sion of MIP-1a mRNA in BMSCs was determined by in situ hybridization; the apoptosis of BMSCs was detected by
TUNEL. Results The quantity of normal BMSCs was significantly lower at 12 d than that of the control. The apop-
tosis of BMSCs in contact culture was significantly higher than that in the control at 4 d after culture (P<<Q. 01).
The level of MIP-1a was significantly higher than that in the cntrol at 4 d after culture (P<Z0.01). The positive
rate of MIP-1a mRNA on nomal BMSCs was significantly higher than that in the contwol at 4 d after culure (P<<
0.01). Conclusion K562 could inhibit the growth of BMSCs, induce the apoptosis, and upregulate the expression
of MIP-1a, which may be one of the main factors resulting in injury of the hematopoietic microenvioment through the
mhibition of nomal hemopoiesis and leukemic cells.
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Tab 2 Expression of MIP-lo« mRNA in normal BMSCs (%, n=3, x*s)
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