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Aortic or Pulmonic Valve Stenogis ‘
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YouTube Video of Aortic Valve:
http://www.youtube.com/watch?
LV Volume v=lc1veKDZD7U&NR=1

Note: Aortic valve stenosis is a condition where diastolic aortic pressure

Increased Preload (EDV)
Increased stroke volume
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Increased Systolic BP due to large
volume of blood ejected into aorta
Blood pressure will reduce as
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is not a good estimate of the actual afterload. L035-39 21

Mitral or Tricuspid Valve Stenosis
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* Decreased stroke volume
* Decreased afterload
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blood regurgitates so pulse

pressure will increase.
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