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Site 156 and 165 Mutation of Subtilisin E.
CHEN Weidong, MA Jianhua, ZHU
(Institute of Biophysics, The Chinese A cademy
of Sciences, Beijing 100101, China).

Abstract E1565 and V1651 mutation were

introduced into subtilisin E gene by site directed

Liugin

mutagenesis, The mutated gene fragments were
recombined with pBE-2 which is a shuttle vector
between E. coli and Bacillus subtilis. The
recombinant plasmids were used to transform
B. subtilis DB104, a mutant strain deficient in
alkaline and neutral protease, then they were
expressed. They were ( M222A, E156S) and
(M222A, EI156S, V165I). The property anal-
ysis of these enzymes revealed that the Subtilisin
E E156S substitution enhenced the hydrolysis
K o/ K by 90% while keeping thermal stability
and oxidatiorr resistance unchanged, however
the V1651 mutation reduced the K .,/ K, value.
Key words
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Abstract

lipoproteins were observed by electronmicroscope

College,
The purified Beijing duck serum
for its shape and size. The distributions of total
cholesterol and LCAT activities and their gradr
ent gel eletrophoresis, the amino acid composi
tion and partial amino acid sequences of each
fragment of apo A-1 were studied and deter
Furthermore,  their

mined, respectively.
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hydrophilicity and hydrophobicity of o helices
were also studied and compared with human and
other species. When the above results were inte-
grated together they provided further evidence
for the hypothesis that the cholesterol of Beijing
duck is carried and transported by HDL instead
of LDL and apo A-1 played an important role in
the cholesterol metabolism.

Key words  Beijing duck, HDL,

a-helix, structure, function
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