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Expression and Biological Significance of Sialyl Lewis X in Colorectal Mucosal Tissues. Yu Xiuwen, Wu Tian. Department of Pathology,
Qigihaer Medical College , Heilongjiang 161006 ,China

Abstract Objective To explore relationship between expression sLex( sialyl lewis X) and clinicopathological parameters in color-
ectal tumors. Methods The expression of sLex was detected in 20 colorectal adenomas,55 colorectal adenocarcinomas and 15 normal
colorectal mucosal tissues by immunohistochemical method. Results The positive expression rates of sLex in colorectal adenoma and

colorectal adenocarcinomas and normal colorectal mucosal tissues were 50.0% (9/18),80.0% (44/55) (P =0.005). The positive ex-
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pression rates of sLex in 34 colorectal carcinoma and carcinoma adjacent mucosa were 79.4% (27/34) ,41.2% (14/34) ,5.88% (2/34)

(P <0.05). The colorectal adenocarcinomas sLex expression was unrelated to patient’s sex,site,invasion, lymph node metastasis, Duke’

s stages and survival time( P >0.05). The positive expression of sLex was related with differentiation of tumor (P =0.021). Conclusion

sLex is the detection of colorectal tumorigenesis and colorectal cancer differentiation degree important biological markers.

Key words Colorectal adenocarcinoma; sLex; Immunohistochemistry
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Preliminary Study on Pharmacodynamic Material Basis of Aralia Taibaiensis in Anti — hepatic Injury. Guo Dongyan,Qin Hongen Li Jin,
Lv Yang ,Shi Yangiong. The Medicine College of Shaanxi University of Chinese Medicine, Shaanxi 712046 ,China

Abstract Objective To study the pharmacodynamic material basis of Aralia taibaiensis in anti — hepatic injury. Methods The
experimental drugs were systematically extracted by solutions method ( petroleum ether, chloroform, ethyl acetate, N — buoh) from Aralia
taibaiensis according to solutions’ polarity. The mice model of acute liver injury was established by carbon tetrachloride. Activities of ALT,
AST, SOD were examined, and levels of MDA ,GSH - Px were determined. The hepatic histological changes were observed by optical mi-
croscope. The effect of anti — hepatic injury was compared. The effective part was in macroporous adsorption resin to purification, with dif-
ferent concentration gradient itself on ethanol. Then the Same procedures were as above. And the effect of anti — hepatic injury was com-

pared in each elution part. Results Compared with model control group, N — buoh extract of Aralia taibaiensis could significantly de-
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