
 Shock is defined as a state of cellular and tissue hypoxia due to : 
reduced oxygen delivery 
and/or increased oxygen consumption 
or inadequate oxygen utilization

 The effects of shock are initially reversible but can rapidly become 
irreversible, resulting in multi-organ failure (MOF) and death

 Thus, when a patient presents with undifferentiated 
hypotensionand/or is suspected of having shock, it is important 
that the clinician rapidly identify the etiology so that appropriate 
therapy can be administered to prevent MOF and death



Determinants of cardiac function and oxygen delivery to tissues



 Hypotension
 Tachycardia
 Oliguria
 Abnormal mental status
 Cool, clammy, cyanotic skin
 Metabolic acidosis



 Systolic blood pressure <90 mmHg
mean arterial pressure <65 mmHg 

 A drop in systolic blood pressure >40 mmHg

 Orthostatic >20 mmHg fall in systolic pressure or >10 mmHg fall 
in diastolic pressure with standing

 Importantly, patients in the early stages of shock can be 
normotensive or hypertensive, such that hypotension 
does not have to be present for the diagnosis

 Conversely, not every patient who has hypotension has shock (eg, 
chronic hypotension, drug-induced hypotension, autonomic 
dysfunction, vasovagal syncope, peripheral vascular disease , 
(supine hypotensive syndrome)



 Tachycardia is an early compensatory 
mechanism in patients with shock

 It can be isolated or occur in association with 
hypotension

 Importantly, compared with older patients, 
younger patients develop severe and 
persistent tachycardia before becoming 
hypotensive late in the course of shock



Oliguria in shock can be due to :

 shunting of renal blood flow to other vital organs

 direct injury to the kidney (eg, aminoglycoside 
toxicity)



 Altered sensorium in shock is usually due to 
poor perfusion or metabolic encephalopathy. 
It is a continuum that begins with agitation, 
progresses to confusion or delirium, and ends 
in obtundation or coma





- Cool, clammy skin is due to compensatory peripheral 
vasoconstriction

- A cyanotic, mottled appearance is a late and 
worrisome feature of shock

- Cool, Clammy or Cyanotic skin may also be due to, or 
exacerbated by, ischemia from underlying peripheral 
arterial vascular disease

- Warm, hyperemic skin may be present in patients 
with early distributive shock (prior to the onset of 
compensatory vasoconstriction) or terminal shock 
(due to failure of compensatory vasoconstriction)



 In general, the demonstration of a high anion 
gap metabolic acidosis, specifically an 
elevated lactate, should always raise the 
clinical suspicion for the presence of shock

 Importantly, the presence of a metabolic 
acidosis in states of shock is not specific and 
can also be due to acute kidney injury or toxin 
ingestion



 History and clinical examination
 Laboratory tests
 Imaging

 When feasible, a multidisciplinary, 
team-based approach is preferred because it 

allows the simultaneous evaluation and 
administration of therapy to patients with 
hypotension and shock



















 Maternal resuscitation should follow the Resuscitation 
guidelines using the standard A, B,C approach, with some 
modification

 Tilt : From 20 weeks of gestation onwards, the pressure of the 
gravid uterus must be relieved from the inferiorvena cava and 
aorta

 Airway : The airway should be protected as soon as possible by 
intubation with a cuffed endotracheal tube

 Breathing : Supplemental oxygen should be administered 
as soon as possible

 Circulation :In the absence of breathing despite a clear airway, 
chest compressions should be commenced immediately

 Two wide-bore cannulae should be inserted as soon as possible
There should be an aggressive approach to volume-

above the DAIPHRAGM









 In women beyond 20 weeks of gestation
no response to correctly performed CPR within 4 minutes of maternal 
collapse
delivery should be achieved within 5 minutes of the collapse

 The rationale for this timescale is that the pregnant woman becomes 
hypoxic more quickly than the nonpregnant woman, and irreversible 
brain damage can ensue within 4–6 minutes

 Delivery of the fetus and placenta reduces oxygen consumption, 
improves venous return and cardiac output, facilitates chest 
compressions and makes ventilation easier

 Should be considered a resuscitative procedure to be performed 
primarily in the interests of maternal, not fetal, survival

 Perimortem caesarean section should not be delayed by moving the 
woman – it should be performed where resuscitation is taking place





Causes Of Maternal  
SHOCK



 Vasoactive drugs : Dopamine – Ephedrine 
(Shown to increase both maternal BP and uterine blood flow )

 Calcium Gluconate 10%  : The antidote to 
magnesium toxicity is 10 ml 10% calcium gluconate
given by slow intravenous injection

 Intra lipid 20% : Lipid rescue should be used in cases 
of collapse secondary to local anaesthetic toxicity-

( IV bolus 1.5ml/kg /min = 100ml for 70kg
then IV infusion at 0.25ml/kg/min=400ml in 20 min)



Can 
women at 
risk of 
Impending 
collapse
be 
identified 
early ?
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