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Assessing ventricular function
In shock
« How does the LV work?
« SHOCK mnemonic: clinical

« SHOCK mnemonic: bedside Echo
« Septic myocardial dysfunction



How does the Left Ventricle work?
Pressure — Volume Relationships
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Bedside Approach to Shock
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Goal-Directed Echo approach
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Pressure-Volume Relationships In

Hypovolemia
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Hypovolemic (or not)
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Lanspa et al. SHOCK; 39, 155-160, 2013.



ODbstructive: Pulmonary embolus

PSAX
Dilated RV/Septal Flattening Dilated RV/RA

10



Obstructive: Pericardial Effusion
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Pressure-Volume Relationships
In Cardiogenic Shock
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Septic myocardial depression
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Fibrinogen (brown) extravasates into

myocardium during inflammation
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ICAM-1 binding signals through the
cytoskeleton (FAK)

Davani et al. Am J Physiol Heart Circ Physiol. 287(3):H1013-22, 2004.



Decreased contractility is due to
heterogeneous Ca’* release
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Davani et al. Am J Physiol Heart Circ Physiol. 287(3):H1013-22, 2004.



Assessing ventricular function

 How does the LV work?

« SHOCK mnemonic: clinical

« SHOCK mnemonic: bedside Echo
« Septic myocardial dysfunction
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