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Abstract

Matrix metalloproteinases (MMPs) is a
proteinase family that degrade extracelluar
matrix. MMPs are essential under both
normal and disease stages. The secondary
and tertiary granules of neutrophils contain
MMP-8 and MMP-9, respectively. The
MMP-8 and MMp-9 could degrade type-I
collagen and gelatin, respectively. Chronic
myeloid leukemia (CML) is known as
multi-functional mutation of stem cells. The
mutation is mainly arisen from the
translocation between chromosome 9 and 22.
The consequent gene product is BCR/ABL
fusion protein. This fusion protein has
abnormal tyrosine kinase activity, which
affects cellular signal transduction. The
traditional treatments to CML are bone
marrow transplantation and chemotherapy.
STI571, which could inhibit abnormal
tyrosine kinase activity and restore the
cellular signal transduction, was recently
developed to treat CML as molecular therapy.
In order to evaluate the alteration of MMP-8
and MMP-9 expression of CML patients
before and after STIS71 treatment, several
experiments were carried out. The MMP-9
expression level in peripheral plasma was
analyzed by gelatin zymography, the contents
of MMP-8 and MMP-9 in neutrophils were
assessed by immunocytochemical staining
and flow-cytometry, and the MMP-8 and



MMP-9 mRNA in neutrophil were measured
by semi-quantitative RT-PCR. We found that
the MMP-8 and MMP-9 levels in patient
plasma or neutrophils after STI571
administration were decreased, which were
parallel to the decrease of white blood cells
and the disappearance of immature white
blood cells. In addition, the MMP-8 and
MMP-9 levels made no difference between
traditional therapy and STI571 therapy.
Therefore, our results demonstrated that
both STI571 and traditional therapy resulted
in the decreases of MMP-8 and MMP-9
levels in neutrophils, and that MMP-8 and
MMP-9 could monitor disease status after
appropriate therapy of CML.
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