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Abstract: 12 CML ( chronic myeloid leukemia) transgenic mice carrying metallothionein
(MT) promoter/ enhancer, ber-abl( p210) ¢DNA and SV40 splicing/ poly (A) signal se—
quences were treated by intraperitoneal injection of S¥u(S+luorouracil) . DNA, total
RNA and protein were isolated and purified from different organs of the mice after the 5-
Fu-treatment for 5 days and 10 days respectively. The transgene and its expression in the
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different tissues examined were detected by PCR and RT-PCR analysis, and the kinase ac—
tivity of the transgene product (p210) in spleen was investigated by immuno precipitation
assay. T he results showed that the expression levels of transgene in spleen and bone mar—
row were higher than those in thymus and kidney of the transgenic mice, the transgene ex—
pression and autophosphorylation activity of transgene product ( p210) were significantly
inhibited by 5Fu-treatment in vivo for 10 days.
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