+ 366

of Statistics, Yunnan University,
650091, China ); LIU CirQuan
Institute of Zoology, The Chinese Academy o
Kunming 650223, China).

After analyzing the secondary structures of

Kunming

( Kunming

Sciences,
Abstract
68 exomr intromrexon and the corresponding exorr exon
sequence segments, it is found that about 90% of 5
and 3" terminal bases G (splicing sites) of introns are
situated in the loops of secondary structures or at the

ends of stems near the loops, and most of “G” s in
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loops are closed to the ends of loops. Approximately
92% of the connecting sites of the adjoining exons

About 82% of the

branch point “A” s are situated in loops or at the

also show the similar features.
ends of stems near the loops. Splicing sites and
branch points approach each other in space because of
the folding.
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Abstract [ Ca™ |; transients were induced in
porcine polymorphonuclear leukocytes in response to
ATP and ADP, while no evident change in {Ca2+ 1;
was observed after AMP addition. The cells showed
varied dose dependency upon ATP and ADP. In the
Ca”* -free bath solution, ATP and ADP could still

V2
cause | Ca™
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| elevation in the cells. The results
showed that the P2 receptors are present on porcine
polymorphonuclear leukocytes and should belong to
the P2Y subclass of purinoceptor family.
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