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Abstract

nasopharyngeal carcinoma (NPC), lung cancer (LC)

To study the gene expression profile on

and normal adult nasopharynx ( NP) tissue and to
total RNA

extracted from these tissues were retro-transcripted

obtain the NPC-related gene, the
and labeled with ¥ P isotype. The ¢DNA probes
were hybrided to high density ¢DNA microarray
GF200 with 5 184 genes and ESTs, then the signals
were analyzed by Pathways software. The results
showed that the low density signals were distributed
in three types of tissues and the number of genes and
ESTs with the density 200 was
respectively 110, 134 and 158 among NPC, LC and

value over

NP tissue. The results indicated that the different
expression genes existed among NPC, LC and NP
tissues and some new genes could play an important
role in NPC. The high- density microarray was a rapid
and effective method to select the different expression
genes.
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Abstract

transcripts of human OSM

mRNA

¢DNA in transfected

Genomic integration and
mouse melanoma cells were identified by PCR and
RT-PCR methods. A sense primer for the regulatory
sequence in carrier vector paired with an antisense
primer for cDNA was used in integration analysis, a
continuous transcription-unit was amplified with the
expected size in OSM ¢DNA transfected cells but not
in the wild type or vector control cells, reflecting a
more accurate relationship between integration and
expression. In transcription analysis, a sense primer
for ¢eDNA paired with an antisense primer for a
sequence between the multiple cloning site and polyA
signal in carrier vector was used to distinguish
exogenous transcripts from  endogenous gene
products. This method is convenient and specific in
determining  exogenous gene integration and
expression in transfectants.
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