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kinase-ike ER kinase (PERK) and activating transcription factor 6 (ATF6) in human colon cancer. Methods
Curative tissues of colon cancer and tumor-adjacent tissues more than 5 cm away from lesioned tissues were collect—
ed from the First Affiliated Hospital of Henan University of Science and Technology from September. PERK and
ATF6 mRNA level was detected by real-time quantitative PCR (RT-PCR) immunohistochemistry (IHC) and
Western blot were used to detect protein levels of PERK and ATF6. The relationship of the clinical pathological fea—
tures of these patients with expression of PERK or ATF6 was analyzed. Results PERK and ATF-6 mRNA were
down-regulated in cancer tissues compared to their corresponding tumor-adjacent tissues (P <0.05). In consistent
with gene expression PERK and ATF6 protein were also down-regulated in colon cancer (P <0.05). IHC showed
that PERK and ATF6 were mainly located in the cytoplasm of colonic epithelial cells. Conclusion FER stress was
involved in the tumorigenesis of colon cancer.
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Effect of intermittent hypoxia on the diastolic

function of isolated thoracic aorta in mice
Cheng Wenhui Fan Yifei Shen Fan et al
(Dept of Physiology College of Basic Medicine Anhui Medical University Hefei 230032)

Abstract Objective To investigate the effect of varying degrees of intermittent hypoxia (IH) on the vasodilation
of isolated thoracic aorta in mice. Methods The the thoracic aorta in vitro were divided into control group and in—
termittent hypoxia (IH) group which were cultured in normal incubator and intermittent hypoxia incubator re—
spectively. Then the diastolic effect of the thoracic aorta in TH condition( 6 12 24 h) in vitro were observed by
the vascular tension measurement (myography). Results Compared with the control groups the endothelium-de—
pendent vasodilation of thoracic aorta that exposed to TH 6 h was not changed while TH 12 h and 24 h were signifi—
cantly decreased (P <0.01) However the endothelium-dependent vasodilation induced by sodium nitroprusside
(SNP) at low concentrations (1 ~ 10 nmol/L) were decreased. With the increasing concentration of SNP there
was no difference in endothelium independent relaxation between the IH groups and control groups. Conclusion
The isolated thoracic aorta that exposed to prolonged intermittent hypoxia can cause vascular abnormity due to the
dysfunction of endothelium and vascular smooth muscle.
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