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Expression of Wnt Signaling Pathway and Its Target Protein in NSCLC Tissue.  Han Jingchun, Yu Jian, Yu Hongnii, et al. Department
of Oncology, The Xinhua Hospital Affiliated to Dalian University, Liaoning 116021 China

Abstract Objective To study the correlation between the status of the aviation of Wnt —2 and B - catenin/TCF -4 and the ex-
pression of its target protein VEGFE and Survivin, to discuss the influence of the expression of Wnt signaling pathway to the proliferation
and apoptosis of NSCLC cells. Methods Immunohistochemistry, RT — PCR and western blotting were used to detect Wnt signaling acti-
vation and its correlation of its target protein expression inNSCLC tissue, adjacent tissue and normal tissue. Results Expressions of
Wnt —2, B - catenin and TCF —4 were significantly higher in cancer tissues compared with normal tissues (P <0.01). The distribution

of Wnt " and Wnt ™~ group in normal and cancerous tissues were significantly different (P =0.000). In Wnt " group, the expression of VEGF

and Survivin were significantly higher than the Wnt~ group. Conclusion Wnt signaling activation maybe a major factor of the expression

the target protein which plays a important role in carcinogenesis of NSCLC.
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Studies on Association of PON1 and LP - PLA, in Coronary Heart Disease.
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According to the coronary angiography results,
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To study the relationship between serum PONI and LP — PLA, activity of coronary artery lesions and plaque

the patients were divided into

coronary heart disease group(n =88) and control(n =32). Serum PON1 and LP - PLA, activity among groups were compared. Relation-
ship between PON1,LP — PLA, activity and coronary lesions degree and plaque stability was analysed. Results The serum PONI activity
of coronary heart disease group was significantly lower than the control group (P <0.05). PONI activity decreased with increasing coro-

nary lesion count( P <0.05). The unstable plaque group was obviously lower than that of PON1 activity in the stable plaque group (P <

0.05). LP - PLA, activity increased

LP — PLA, activity levels in the team significantly were higher than the control group(P <0.05).
with increasing coronary lesion count( P <0.05). LP — PLA, activity was positively correlated with total cholesterol and LDL levels.

Conclusion Serum PONI and LP - PLA, activity correlated with the incidence of coronary heart disease and coronary artery lesion count.
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