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Abstract

known to be involved in the process of sex deter

SRY is the only gene currently
mination. A number of cloned genes probably
participate in gonadal development: the MIS
(also called AMH), the SOX9, the SFI, the
DAX1, the WT1 and the DSS etc.

model for mammalian sex determination such as

Some gene

Z-gene model and DSS-gene model ete. have
recently been proposed. Those models provide a

rational explanation not only for the cases of XX
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and XY sex reversal currently known to occur in
humans and other mammals, but also for molec-
ular mechanism of sex determination. Many
questions of mammalian sex determination still
remain unresolved. The identification and func
tional analysis of other genes in the mammalian
sex determining cascade will determine the valid-
ity of this hypothesis.
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Progress in Peptide a- Amidation. JIANG Zhr
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Abstract o Amidation is a critical post-transla
tional processing of many bioactive peptides in
the nervous and endocrine systems. PAM, a
bifunctional enzyme, with two catalytic domains

PHM and PAL, catalyzes the sequential twor

Prog. Biochem. Biophys. 4] -

step conversion of glycine extended peptides into
COOH-terminal amidated peptides. Alternative
splicing and tissue specific processing generate
multiple forms of PAM. As a ratelimiting
enzyme in biosynthetic pathway of peptides, lev-
els of PAM are tissue specific and under the reg-
ulation of hormones and developmental cues.
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