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Application of Stroke Volume Variation and Pulse Pressure Variation in the Assessment of Volume Expansion Responses in Septic Shock Pa-
tients. Jiang Zongming, Wu Xiwjuan, Zhong Junfeng, Li Yuhong ,Chen Zhonghua ,Yu Guofeng. Department of Anesthesia ,Shaoxing Peo-
ple's Hospital , Zhejiang 312000 , China

Abstract Objective To evaluate the safety and effectiveness of the automatically and continuously measured stroke volume varia-
tion (SVV)and pulse pressure variation ( PPV) to predict fiuid responsiveness in mechanically ventilated septic shock patients. Methods
Fifty well defined septic shock patients were recruited into the study SVV, PPV and other haemodynamic data were recorded before and af-
ter fiuid administration of 1000ml of 6% hydroxyethyl starch 130/0. 4. Statistical analysis was performed among the related parameters.
Results The baseline SVV correlated with the baseline PPV (r=0.95, P <0.005). SVV and PPV were significantly higher after fluid
administration. There was no difference between the area under the receiver operating characteristic curves of SVV (0.92, 95% confi-
dence interval 0.832 - 1.000) and PPV (0.916, 95% confidence interval 0.829 —1.000). The optimal threshold values in predicting
fiuid responsiveness were 9. 8% for SVV (sensitivity 91.7% and specificity 84.3% ) and 11.8% for PPV ( sensitivity 86. 7% and speci-
ficity 85.3% ). Conclusion There was linear correlation between SVV and PPV. Both SVV and the automated PPV showed comparable
performance in terms of predicting fiuid responsiveness in passively ventilated septic shock patients.
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