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Abstract A membrane bound phosphatidylinositol 4-
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kinase ( PI4K) has been purified approximately
11 500-fold from bovine cerebella cortex. The purifr
cation procedure involves: solubilisation of the mem-
brane fraction with TritonX-100, ammonium sulfate
fractionation and catiorr exchanger chromatography
on phosphocellulose followed by affinity chromato-
graphy on heparinr sepharose CL-6B. The enzyme was
further purified through DEAE-10 FPLC chromato-
graphy at last. The purified enzyme exhibited a final
specific activity of 450 nmol/ mg« min. The molecular
mass of the enzyme was estimated to be 56 ku by
SDS-PAGE. Kinetic measurements showed that the
apparent K, value of PI kinase for the utilization of
PtdIns is 6.6 x 10" "mol/L and for ATP 7.9 x
10~ " mol/ L. In addition adenosine was found to be a
strong inhibitor, Enzymatic activity was found to be
stimulated by Triton X-100.
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Regulation of cfos and ¢ jun Gene Expression by
Wild Type Ps3 Gene and Rb Gene. WANG Shu,
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Abstract To study the regulation of ¢fos and ¢ jun
gene expression by introduction of wild-type Ps3 gene
and Rb gene, a Ps3 gene recombinant adenovirus
vector, AdCMV Ps3, and a Rb gene recombinant

adenovirus vector, AdCMV Rb,

into the cultured vascular smooth muscle cells derived

were transfected

from human umbilical artery. The level of ¢fos. ¢
jun mRNA was quantified by reverse transcriptiomr
polymerase chain reaction ( RT-PCR). The content of
cFos and ¢ Jun protein were detected by immuno-
chemical staining. The senescent cells were
characterized by B-galactosidase staining. Agarose gel
electrophoresis of DNA was used for analysis of
apoptosis. The results showed that introduction of
wildtype Ps3 could increase the level of ¢fos . ¢ jun
mRNA and

vascular smooth muscle cells. The introduction of

protein, inducing the apoptosis of
exogenous Rb gene could induce cell senescence and
down regulate ¢ fos gene expression. However, ¢ jun
expression in vascular smooth muscle cells remained
constant following transfection with AACMV Rb.
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