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Analysis on related factors affecting glycocalyx shedding in patients with retroperitoneal tumor resection”
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[ Abstract] Objective To observe the changes of serum inflammatory cytokines and vascular endothelial
glycocalyx shedding during perioperative period in the patients undergoing retroperitoneal tumor resection,and
to analyze the independent risk factors affecting glycocalyx shedding. Methods FEighty patients with elective
retroperitoneal resection were enrolled in this study. The serum concentrations of interleukin-6 (I1L-6) , tumor
necrosis factor-a (TNF-o) , syndecan-1(SDC-1) , hyaluronic acid(HA) and heparan sulfate(HS) before surgery
(T0),at 1 h after the surgery begin (T1),4 h after the surgery begin (T2),24 h after surgery end (T3) and
72 h after surgery end (T4) were detected respectively. The change trend at each time point was compared a-
mong various indexes. The regression analysis was performed on the related factors affecting glycocalyx shed-
ding. Results Compared with TO,the concentrations of serum IL-6, TNF-o,SDC-1,HA and HS at T1,T2,T3
and T4 were increased to different extents,in which the T2 and T3 increase was significant (P<Z0. 01). A\
SDC-1 was positively correlated with AIL-6,/ATNF-¢ and infusion volume; AHA and AHS were only posi-
tively correlated with /AATNF-¢ and infusion volume. The perioperative TNF-¢ changes had greater impact on
postoperative glycocalyx shedding. Conclusion The concentrations of serum IL-6, TNF-q,SDC-1,HA and HS
during perioperative period are significantly increased,and the TNF-a change and infusion volume are the inde-
pendent risk factors of perioperative glycocalyx shedding.
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