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Abstract Auxilin is a molecular chaperon which
induces binding of Hsp70¢ to clathrin, playing
an important role in uncoating of coated vesicle
isolated from brain. Through integrated analysis
of public database such as dbEST, dbSTS, par-
tial cDNA sequence of human auxilin was identi-
fied and mapped to 1p31, between marker
D1S515 and D1S198. Totally 26 ESTs were

found to be part of human auxilin and used to

REEREM

. construct five contigs, which make totally 2.3

kb sequence and contains 501 bp coding
sequence. All the sequences obtained and the
corresponding putative translation showed high
homologous to bovine auxilin. At the same tirﬁe,
EST data indicate that human auxilin expressed
in several tissues at fetal stage, also in brain and
melanocyte at adult stage.
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Research of Antagonism of Verapamil to the
Cytotoxicity Induced by a-Quartz. ZHU Wer
hua, WANG Jinrxi, LI Harshan, CHEN Yao
( State Key Laboratory of Coordination Chem-
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Nanjing  University, Nanjing 210093,
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Abstract By use of the AR-CM-MIC system

and other methods, the relationship between cel-
lular viability of alveolar macrophages and the
change of intracellular Ca®*  concentration
( [ Ca™ ;) after the action of verapamil was
investigated under different extracellular calcium
concentrations. And the research about the
effect of verapamil on experimental silicosis rats
were conducted. The results showed: the
[ Ca™ |; rise induced by a-quartz was caused by
enormous extracellular Ca®* influx and the over-
loading of the intracellular Ca®* , which directly
led to the death of alveolar macrophages and fur-
ther the formation of silicosis. Verapamil could
inhibit the [ Ca™ |; rise, decline the death of
cells. The results of the research about experi-
mental silicosis indicated: verapamil has apparent
inhibitory effect on the starting of silicosis. It
suggested that verapamil appears to be a preven-
tion and cure drug of silicosis.
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