Pathophysiology of Shock
and Cardiovascular System
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Rat hemorrhagic shock model
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Rat model of hemorrhaaic shock through the phases of and irreversibility. The percentages shown above the curve represent survival rates.
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Type of Shock Index SVR Capacitance CVP/PCWP Svo, Effects
Hypovolemic decrease  increase  decrease decrease  decrease Effect
Septic severe decrease increase varied varied Cause
increase response  response
Cardiogenic severe severe little increase  decrease Effect
decrease increase effect
Neurogenic increase decrease little effect  decrease  decrease Effect

SVR = systemic vascular resistance; CVP = central venous pressure; PCWP = pulmonary capillary wedge
pressure, SvO, = mixed venous oxygen saturation
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