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A Study of Inductive Effect of Hemin on Expression of the
B-globin Genes in K562 Cells

JIA Chun-ping,CHEN Mei-jue, HUANG Shu-zhen,ZENG Yi-tao
(Shanghai Institute of Medical Genetics Shanghai Children’s Hospital . Shanghai 200040 ,China)

Abstract; The recombinant plasmid HG was constructed, in which the reporter gene encoding the enhanced green flu-
orescent protein (EGFP) was driven by the g-globin promoter and regulated under the HS2 element. The inductive
effect of hemin on the expression of the B-globin gene and transiently transfected p-globin genes in K562 cells was
analysed by FACS as well as RT—PCR method. The results showed that the level of ¥ and p-globin gene mRNA in
K562 cells increased significantly after 24,48 and 72 hours induced with 30 pmol/LHm. And this inductive effect
was sronger after 24 and 48 hours. Furthermore, the transient expression of plasmid HG in K562 cells increased sig-
nificantly with hemin induction. These results indicated that the mechanism of inductive erythroid differentiation with
hemin may be correlated with mechanism of y—p-globin gene.
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Fig. 1 Construction of recombinant plasmid HG
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Fig.2 Agarose gel electrophoresis of RT—PCR
products of B,Yy-globin and f-actin genes of K562 cells
M.100bp Marker;2,4,6:K562 cells induced 24,48,72 hours

with Hm;1,3,5:K562 cells cultured 24,48,72 hours without Hm.
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Fig.3 Agarose gel electrophoresis of RT—PCR products
of EGFP and B-actin gene in K562 cells transiently
transfected with plasmid HG
M:100bp Marker;1:K562 cells transfected with plasmid HG;
2:K562 cells transfected with plasmid HG and induced
48 hours with Hm;3:K562 cells transfected with control

plasmid and induced 48 hours with Hm.
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