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Clinical Application of SVV and PPV to Predict Volume Responce in Acute Respiratory Distress Syndrome Patients. Zhu Ying, Liu Chan-
gwen , Hu Wei, Zhu Keyi, Lu Jun, Hu Weihang, Zheng Yongke, Liu Bingwei, Wang Jianrong. ICU of Hangzhou First People's Hospital ,
Zhejiang 310006, China

Abstract Objective Stroke volume variation( SVV) and pulse pressure variation( PPV) have been reported to excellently predict
fluid responsiveness in ventilated patients, but the validity is unknown in patients with acute respiratory distress syndrome ( ARDS) , who
was ventilated with low tidal volume and high peep according to current guidelines. Methods Eleven ARDS patients were enrolled.
SVV, PPV, cardiac output index(CI), extravascular lung water index( ELWI) , oxygen delivery index(DO,I) were obtained from a PiC-
COplus monitor. The whole set of hemodynamic measurements was performed before and after fluid challenge with 250ml hydroxyethyl
starch. Fluid challenge was given again if the increased cardiac output =15% (responder). Results There was no significant difference
in SVV and PPV between responders and noresponders even in subgroups according peep. CI increased significantly after fluid challenge
(4.5+£0.3vs5.3+0.2, P<0.05) in responders and decreased (4.6 £0.4 vs4.3 £0.4, P <0.05) in nonresponders without deterio-
rating oxygenation. And oxygen delivery index(DO,1), DO,I decreased significantly (463 +31 vs 416 £35, P <0.05) after fluid chal-

lenge in nonresponders. Conclusion SVV and PPV failed to predict fluid responsiveness in acute respiratory distress syndrome patients.

Fluid challenge did not aggravate lung edema or oxygenation but fluid should be restricted in those nonresponders.

Key words Stroke volume variation; Pulse pressure variation; Acute respiratory distress syndrome; Fluid responsiveness
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