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[Abstract] Objective
(TGF-B1) mRNA of the cultured bone marrow mesenchymal stem cells (BMMSCs) from chronic myeloid leukemia

To observe the expression of stem cell factor (SCF), transforming growth factor -g1

(CML) in myeloid crisis (MC) .and to explore the relationship between the activity change of BMMSCs and patho-
genesis of CML. Methods
trol. BMMSCs were cultured in vitro. The expression of SCF, TGF-ImRNA of BMMSCs were measured by real-time
PCR. Results The expression of SCF mRNA in BMMSCs from CML patients was higher (P<C0. 05) and the ex-
pression of TGF-81 mRNA was lower in CML patients than in normal. The expression of SCF had nagtive correlation
The abnormal express of cytokine such as SCF and TGF-1 in BMMSCs

from CML patients leads to abnormal regulation function to hematopoietic system and affects the cell differentiation

The experimental group included five CML patients with five healthy persons as the con-

with the expression of TGF-g1. Conclusion

and proliferation and apoptosis, which may be closely related to the pathogenesis of CML.
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O R A AN . GRS AT O JEOK 5 X107 B
AR T 25 em® B IR B & 5 mL 584 DMEM $;
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*  FEETH VLTS R R4 (2005048), &

L JIG 4 M .50 mL/L Sifi{&.0. 25 pg/mL WHE®HEER), &
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B3| 319F5] (5'-3") K R
Sense: CACGAAACTACCTTCAACTCC
Anti-sense: CATACTCCTGCTTGCTGATC
SCF Sense: AAACGTGTGAGATGTGTCAGACC 291 bp
Anti-sense: GAACCAACAGTCGTCAACATCC
Sense: GGTGGAAACCCACAACGAAATC
Anti-sense: GCTAAGGCGAAAGCCCTCAAT
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£ TOYOBO 77 i (Rotor-gene3000 real-time cycler, Corbett Re-
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