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Analysis of Vascular Access and Relevant Factors Among Maintenance Hemodialytic Patients. Liang Shikai, Zhao Xiang. Department of
Neprology, Zhejiang Provincial People's Hospital, Zhejiang 310000 ,China

Abstract Objective To study vascular access condition and factors affecting access in maintenance hemodialytic patients. Meth-
ods A total of 124 patients were included in the study from January 1,2010 to June 30,2011. Such clinical characteristics as age, gen-
der, year of hemodialysis, etiology of renal failure, type and time of vascular access, and numbers of change in access, were collected and
analyzed. Results Diabetes was the primary diease of renal failure, followed by hypertention and glomerulonephritis. Of 124 patients a-
vailable for analysis, 30 patients changed their accesses more than one times. Year of hemodialys was an independent factor affecting the
numers of access in patients( P <0.05). There were 279 accesses in all and 2.3 on average. Of 162 permantent accesses, arterivenous fis-
tula accounted for 66.7% and catheter 32. 7% . The number of patients undergoing chronical dialysis with a catheter increased wintin 24
monthes. Conclusion Arterivenous fistula is the most common access in patients on long — term hemodialysis. However, the porprotion of
central venous catheters had been increasing. Year of hemodialysis is an important role affecting the number of vascular access in a patient.

Key words Maintenance hemodialysis; Vascula access; Arterivenous fistular; Central venous catheter
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