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High Level Expression of Chinese Human Y-
Interferon ¢DNA in E. coli. Qu Chengkui,
Wei Handong, Yu Yongtao, He Fuchu, Wu
Zuze (Institute of Beijing Radiation Medicine,
Beijing 100850, China).

Abstract Chinese hIFN-Y ¢cDNA deleted sig-
nal sequence was subcloned into downstream
the PrPL promoter of the expression plasmid
pBV220 by using of DNA recombinant tech-
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nique. This recombinant plasmid can express
hIFN-Y stably with high efficiency (up to
44. 4% of the total bacterial soluble protein)
in E. coli DH5a through thermal induction.
The bioactivity assay showed that 0. 45X 10" U
~2.34%10" U rhIFN-Y were expressed in ev-
ery liter of bacteria culture after preliminary
purification and refolding procedures.
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The Analysis on the Level of Gangliosides and
Monoamine Transmitters under Repeatitive
Hypoxia of Mice. Yang Dianer, Pan Ying, Li
Aihua, Huang Rubin, Xiong Ying (Deparz-
ment of Biochemistry, Capital University of
Medical Science, Beijing 100054, China).

Abstract Hypoxia and post-hypoxia reinfu-
sion usually lead to a series of complicated
physiological and biochemical changes.
Through

hypoxia, the content changes of gangliosides

the model of mouse repetitive
and monoamine neurotransmitters were ob-
served in the brain and it was found that: with
the increment of the anoxic times: O Ganglio-
sides (calculated as NANA) was continuously
falling (P<C0.01), and the falling of relative
percentages of GM1 and GD1b of which were
magnificent (GM1: P <0.05, GD1b: P <<
0.01); @ Among monoamine neurotrans-
mitters, the level of NE and DOPA descended
and that of DA and HIAA increased (P <
0.01). The results point out: after repetitive
hypoxia, the cell membrane in centrical nerve
tissues is injured in some degree and thus may
affect the whole process of synthesizing, re-
leasing, reabsorbing and storing of
monoamines. There is association relation be-
tween changes of  gangliosides and
monoamines when hypoxia occurs.
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