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Abstract
interleukin-2 (IL-2): 15Val-11.-2, 126Asp-IL-
2 and an IL-2 receptor a subunit binding defi-

Biochemistry,

Two partial antagonists of human

cient mutant 62Leu-IL-2 have been obtained
62Leu-1L.-2
could exhibit significant stimulation on CTLL-
2 cells. When 15Val-IL-2 or 126Asp-IL-2 was
incubated together with CTLL-2 cells in addi-

by site-directed mutagenesis.

tion to 62Leu-II.-2, the stimulative ability of

62Leu-IL-2 was distinctly inhibited. In con-
sideration with the interaction of IL-2 with IL-
2 receptor subunits, 15Val-IL.-2 or 126Asp-
[L-2 can be used for the primary determina-
tion on receptor subunit binding ability of IL.-2
mutants. Furthermore, this idea may also be
applied in some other ligand-receptor sys-
tems.

Key words interleukin-2 (IL-2), interleukin-
2 receptor (IL-2R), antagonist, receptor sub-

unit binding deficiency
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Study of the Brain Monoamine Transmitter in
Hyperphenylalaninemia Rats. Wan Fusheng,
Nan Guohua (Department of Biochemistry,

Jiangxi Medical College, Nanchang 330006,
China).
Abstract
postnatal 3 d were collected. The hyperpheny-

The Sprague-Dawley rats with

lalaninemia was induced by intraperitoneal in-
jection with phenylalanine.  Fluorospec-
trophotometry was applied to quantive deter-
mination of norepinephrine (NE), dopamine
(DA) and serotonin (5-HT) in the cerebral
cortex and its synaptosome of the rats . Beha-
vior in the rats was observed by Y-maze learn-
ing. The results showed that compare with
the control, the contents of NE, DA and 5-
HT were decreased over 38. 6%~ 67.4% in
the cortex of the hyperphenylalaninemic rats
and decreased over 51.9%~ 70.2% in the
synaptosome of the cortex. Y-maze learning
ability in the rats was decreased apparently.
The results suggest that the mental retarda-
tion of PKU is in close correlative with de-
crease of some monoamine transmitter con-
tents in the cortex and its synaptosome.

Key words hyperphenylalaninemia, mental
retardation, monoamine transmitter, behavior

determination, compatative study



