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Vascular Calcification and Risk Factors in Maintenance Hemodialysis Patients. Xu Liyuan, Liu Yi, Wu Xiuwjuan, Zheng Chenfei. Depart-
ment of Nephrology, The First Affiliated Hospital of Wenzhou Medical College, Zhejiang 325000, China

Abstract Objective To investigate the status of vascular calcification in maintenance hemodialysis patients, and explore risk fac-
tors. Methods Vascular calcification was evaluated by plain radiographic films of pelvis and hands. Demographic and clinical data were
collected. The parameters relating to vascular calcification were then analyzed by binary Logistic regression analysis. Results Among 90
cases of hemodialysis patients, 60 cases (66.7% ) were developed vascular calcification in different degrees, 38 cases (42.2% ) were
found moderate or severe vascular calcification. Compared with patients younger than 60 years, female, non — diabetics, the urine volume
more than 200ml/24h, moderate or severe vascular calcification occurred more often in patients aged over 60, male, diabetics, the urine
volume less than 200ml/24h, and the OR value were 2. 80,2.62,4.68,3. 00 respectively. Patients with moderate or severe vascular calci-

fication had a higher level of daily doses of calcium, adjustment serum calcium and the calcium — phosphorus product,P <0.05. Binary lo-
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gistic regression analysis showed that higher levels of calcium — phosphorus product, alkaline phosphatase were positively correlated with

vascular calcification,and dialysis frequence was negatively correlated with vascular calcification. Conclusion

Vascular calcification is

commonly occurred in maintenance hemodialysis patients. Age, male, diabetes, calcium — phosphorus product, alkaline phosphatase, re-

sidual renal function were risk factors for vascular calcification.
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Abstract Objective To investigate the expression of SOX9,CDX2 and e — cadherin in colorectal cancer and its significance.
Methods The Expression of SOX9,CDX2 and E - cadherin were detected in 68 specimens of colorectal cancer and 10 specimens of nor-
mal colorectal mucosa by immunohistochemical method Envision. Results The positive expression rates of SOX9,CDX2 and e — cadherin
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