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Identification of an alternative splicing transcript for the glutathione synthetase gene

in human hepatocarcinoma cell line
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Z4HH L, random primer(GIBCO)IZ L ¥ ¢cDNA &5k L
=, A L72 cDNA (T PCR I (1XPaq5000™ Reaction
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Figure 1. Sequence analysis of the transcript bearing
the deletion of both exon 4 and exon 5 of the GSS gene.
The sequence shows the in-frame deletion,
corresponding to the complete loss of exons 4 and 5.
Sequence analyses were performed as described in
Materials and methods.
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