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tissues were collected for examining the gene expression changes by human genome microarray. Bioinformatics anal—
ysis was used to identify the enriched pathways and biological processes by the deregulated genes meanwhile the
interaction of the gene encoding proteins were also analyzed. Results Gene expression profile analysis showed that
2 779 deregulated genes during the malignant transformation of atrophic gastritis the top 15 up-regulated and the
top 15 down-regulated genes were selected for a brief summary including some novel gastric cancer related genes
such as CPA2 HCAR3 BCI2A1 ITGAX. Moreover bioinformatics analysis showed the physiological significance
of deregulated genes such as inflammation cell migration TNF signaling pathway NF-kappa B signaling path—
way Tolldike receptor signaling pathway chemokine signaling pathway. Conclusion During the process of a—
trophic gastritis malignant transformation to gastric cancer the gene expression profile changes obviously and repre—
sents the corresponding physiological significance.
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Effect of protein kinase inhibitor 1.Y333531

on oxidative stress in rats with smoke inhalation lung injury
Cheng Hao' Song Licheng’” Huan Jianbo® et al
(' Navy Clinical College of Anhui Medical University Beijing 100048;
*Dept of Respiratory and Critical Care Medicine Navy General Hospital Beijing 100048)

Abstract Objective To explore the effect of protein kinase inhibitor( LY333531) on oxidative stress after smoke
inhalation in rats. Methods Forty SD male SPF rats 6 ~8 weeks old were randomly divided into the blank con—
trol group inhibitor control group smoke inhalation group and smoke inhalation + inhibitor group. Rats in the in—
hibitor control group and the smoke inhalation + inhibitor group were intraperitoneally injected with LY333531 at a
dose of 1 mg/( kg ¢ d) for one week before smoke inhalation. Then the smoke inhalation induced acute lung injury
( SIFALI) rat model was established in a smoking generator. After 12 hours the rats were dissected and the arterial
blood lung tissue and bronchoalveolar lavage fluid( BALF) were collected. The wet and dry ratio( W/D) protein
concentration of BALF malondialdehyde( MDA) nitric oxide synthase( NOS)  superoxide dismutase( SOD)  cat—
alase( CAT) and adaptor protein( P66Shc) were detected. Hematoxylin-Eosin staining was performed and the his—
topathological features of the lung were observed under a light microscope. Results Compared with the blank con-
trol group and the inhibitor control group the W/D of lung tissue and the protein concentration of BALF was in—
creased significantly( P <0. 05) ; the MDA and NOS concentrations in lung tissue and plasma increased significant—
ly( P <0.05); the SOD and CAT activity decreased significantly( P < 0.05) ; The expression of adaptor protein
( P66Shc) and activated pP66She was significantly increased; obvious alveolar wall thickening alveolar rupture
exudation and inflammatory cell infiltration were observed in pathological sections after smoke inhalation. Com—
pared with the smoke inhalation group the W/D and BALF protein concentrations were decreased( P < 0. 05) .
MDA and NOS in serum were decreased( P <0.05) ; SOD and CAT activities were increased( P <0. 05) ; the ada—
ptor protein( P66Shc) and activated p—P66Shc expression was decreased and alveolar rupture exudation and in—
flammatory cell infiltration were alleviated with 1.LY333531 pretreatment. Conclusion 1.Y333531 can alleviate the
oxidative stress effect after smoke inhalation in rats and reduce the damage of oxidative stress to the body.
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