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Updated Physiology lect 9-Parts (1) and (2) -Dr.Amjaad Z. Alrosan-converted
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TYPES OF SHOCK

Cause Pathophysiology* Patterns of abnormalities
Filling status Cardiac function Systemic resistance
Hypovolemic Loss of volume low low high
Vasogenic Vasodilation low high low
Cardiogenic Pump failure high low high
Obstructive Obstruction to flow Variable** low high

*primary problem mentioned in BOLD ; **depending on site of obstruction
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SIGNS AND SYMPTOMS OF SHOCK

o Systolic blood pressure is lower than 90 mmHg.

Resting heart rate is rapid due to sympathetic stimulation and increased blood levels of
epinephrine and norepinephrine.

Pulse is weak and rapid due to reduced cardiac output and fast heart rate.

Skin is cool, pale, and clammy due to sympathetic constriction of skin blood vessels and
sympathetic stimulation of sweating.

Mental state is altered due to reduced oxygen supply to the brain.

Urine formation is reduced due to increased levels of aldosterone and antidiuretic hormone
(ADH).

The person is thirsty due to loss of extracellular fluid.

The pH of blood is low (acidosis) due to buildup of lactic acid.

The person may have nausea because of impaired blood flow to the digestive organs from
sympathetic vasoconstriction.
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