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Abstract

AIM: To investigate the change of gene expression in
intestinal epithelial cells (IECs) under ischemia and an-
oxia in rats and to search for the correlated genes with
IECs injury.

METHODS: IECs injury model was induced by ischemia
and anoxia, and the cells were divided into four groups:
control group, ischemia group, anoxia group and ischemia
and anoxia (I/A) group. Fluorescence reverse transcrip-
tion was used to label mMRNA. The cDNA microarray was
used to detect the difference between gene expression of
control group and experiment groups.

RESULTS: There were 207 genes differently expressed
between control and ischemia group, of which 132 were
down-regulated while 75 were up-regulated. One hundred
and sixty-eight genes were differently expressed between
control and anoxia group, of which 84 were down-regu-
lated while 84 were up-regulated. Between control and I/A
group, 321 genes were differently expressed, of which 97
were down-regulated while 224 were up-regulated.

CONCLUSION: cDNA microarray can be used to screen
diversified gene expression related to injury under ischemia
and anoxia, which brings some new clues for studying
the mechanism of IECs injury.
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Genbank_ID Definition Ratio A Ratio B Ratio C
NM_058213 ATPase Ca2+transporting 0.231 0.265 0.487
U30789 N27 4.613 5.460 6.069
M64300 ERK2 0.786 0.488 0.429
u42627 dual-specificity protein tyrosine phosphatase(rVH6) 0.257 0.295 0.074
XM_215801 actin 0.394 2.147 4.215
XM_219470 tubulin 0.408 3.849 2.640
XM_213626 cell adhesion molecule nectin—30 0.499 0.525 0.380
XM_232252 Bcl-2 0.588 0.497 0.424
L01624 Serum and glucocorticoid-regulated kinase(SGK) 0.238 0.213 0.205

A: BRI/ IERAE; B: BR& / IERA; C: BIIEE / [EBAE.
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