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Abstract

To investigate the function, function

regulation and structure function relationship of
endothelial nitric oxide synthase (eNOS), a gene
fragment encoding eNOS 801~ 902 AA residues was
cloned by PCR, and inserted into pET-28a (+ )
expressive vector. The resulted pET-28a/ eNOS; was
transformed into BL3; host £ . coli and expressed by
IPTG induction for 4 hour, The expressed protein
(14.4 ku) was purified by His Bind™ Sephorose
colum and SDS-PAGE, thus providing the basis for
the selection of the eNOS-specific inhibiting peptides
and the preparation of the specific antibody against

eNOS.
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Abstract Androgen Insensitivity syndrome (AIS) is
a X-linked recessive disease mainly associated with the
defect of androgen receptor (AR). A method was
established by which the AR gene can be amplified by
PCR directly from the dried blood spot or from the
wash-fluid of dried blood spot. The PCR products
from dried blood spot have good specificity.
Combining this method with SSCP and direct DNA
cycle sequencing, the point mutations and the
fragment changes of AR gene can be identified. T his
method is simple, economical and it offers the
possibility of mutation analysis of AR gene or other
genes from patients who live in remote countryside.
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