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Survival and its influencing factors of central venous catheter in 96 patients with maintenance hemodialysis
WANG Bo, SUN Gui-jiang YU Hai-bo, JIA Lan, JIANG Ai-li

(Department of Kidney Disease and Blood Purification, The Second Hospital , Tianjin Medical University, Tianjin 300211, China)
Abstract Objective: To explore the survival time and its risk factors for central venous catheter (CVC)of patients with maintenance
hemodialysis. Methods: A cohort study regarding 96 cases that insertedCVCs in our center for the first time from January2012 to December
2013was retrospectively performed.The clinical data of these patients from the CVC created four years later was obtained from digital
management system. Kaplan—Meier survival curves and Cox proportional hazard models were used to determine the service life and related
factors. Results: The survival rates for 1,2,3 4years were 95.8%.,86.46%,71.86% or 53.13%.The diabetes group, catheter infections group
have lower CVC survival rate, rokinase intermittentlyinstead of heparin as a locking solutiongroup had higher CVC survival rate, the
difference had statistically significance.The risk factors for CVCsurvival were diabetes (HR:2.263;95%ClI:1.210-4.230),catheter infections
(HR:2.040;95%CI: 1.056-3.942), and loweralbumin (HR:0.878;95%CI:0.795-0.969). Conclusion: Diabetes, CRI and lowerserum albumin
may be the main risk factors for CVC survival.
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Fig 1 Kaplan Meier analysis for CVC patency
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4151 n L (%) EIRI% PR (%) ARG (%) WERIF 1611 (% )
CVC A:A74 51 23(45.1%) 54.73£10.18 19(37.3%) 14(27.5%) 9(17.6%)
CVCIREN 45 28(62.2%) 55.24+11.44 7(15.6%) 23(51.1%) 20(44.4%)

t X 0.080 0.235 5.700° 5.649 8.142™

215 n Hb/(g/L) Plt/(10%L) BMI/(kg/m?) Alb/(g/L) PTH/(xs , pg/L) KT/V
CVC EAfrd 51 98.69+15.35 176.2+78.6 23.60+2.74 37.52+2.96 28.97+10.38 1.41+0.28
CVCIREA 45 96.96+14.81 179.4+48.8 23.48+3.43 35.98+3.91 29.78+11.23 1.34£0.24
e 0.561 0.168 0.190 2.190% 0.365 1.486
217 n TC/(mmol/L) TG/(mmol/L.)  LDL/(mmol/L.)  Ca/(mmol/L) P/(mmol/L.) BUN/(mmol/L.)  Ser/( wmol/L)
CVC EfFd 51 3.76+1.00 1.82+0.77 2.57+0.69 2.30+0.33 2.04+0.68 23.66+4.37 599.96+96.45
CVC RN 45 3.79+1.07 2.07+1.02 2.32+0.76 2.25+0.31 2.08+0.66 22..86+3.85 633.72+£93.53
tE Y 0.132 1.365 1.690 0.742 0.284 0.952 1.739

*##P <0.01, *P <0.05
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Fig 2 Kaplan—Meier analysis for AVF patency : Data based on roki-
naseintermittentlyinstead of heparin as a locking solutionver—
sus non-rokinase
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Fig 3 Kaplan Meier analysis for CVC patency : Data based on DM
versus non-DM
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Fig 4 Kaplan Meier analysis for CVC patency : Data based on CRI
versus non— CRI
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Tab 2 Multivariate cox regression analysis for influencing factors of
CVClife

AR B SE  Waldy P  OR 95%Cl

0.010 0.878 (0.795,0.969)
0.071 0.465 (0.202,1.067)
0.034 2.040 (1.056,3.942)
0.011 2263 (1.210,4.230)

EEHE -0.130 0.050 6.670
PREABEEAE  -0.766 0424 3.262
AR 0.713 0336  4.505
WP 0.817 0319 6.541
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