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Graph 1: Schematc representaton of immune cellular specificity

Adapted source: Park JE, Barbul Al13
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oMo hypovolaemic vs neurogenic vs spinal vs cardiogenic

wnune cellular specificity
waling phases
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Response Components

PHYSIOLOGICAL METABOLIC
t Cardiac Ouiput Hypermetabolism
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‘Wournd Healing

Meura-endocrine response to injuryleritical
illness

Biphusic :

Azute phase - An actively secreting pituitary & elevated counter
regulsiony harmanes (earisal, glucagan, adrenalingl Changes are
thought to be beneficial for shom-term survival.

Chronic phase - Hypothalamic suppression & kow serum levels of the R
e Larged organ h Chang iribute chranic wasting.
Purpase:
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Trauma

hypovolaemic vs neurogenic vs spinal vs cardiogenic
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Arterial baroreceptors (arch and carotid sinus)
Blood loss causes reduced vagus
Increased sympathetic activity (SVR and +/- HR)

Cardiac vagal C-fibres (ventricular myocardium)
Increasing loss

Causes bradycardia and hypotension (increased vagal)
Aim to protect the heart

Arterial chemoreceptors (carotid and aortic bodies)
Increased RR with acidaemia
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Response Components

PHYSIOLOGICAL METABOLIC
t Cardiac Output Hypermetabolism
t Ventilation Acclerated Gluconeogenesis
t Membrane Transport Enhanced Protein breakdown
Weight loss Increased Fat oxidation

Wound Healing
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Neuro-endocrine response to injuryl/critical
illness

Biphasic :

Acute phase - An actively secreting pituitary & elevated counter
regulatory hormones (cortisol, glucagon, adrenaline).Changes are
thought to be beneficial for short-term survival.

Chronic phase - Hypothalamic suppression & low serum levels of the
respective target organ hormones. Changes contribute chronic wasting.

Purpose:

provide substrates for survival
optimise host defence
postpone anabolism
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Phase Duration Role Physiological Hormones
Ebb 24 - 48 hrs | Conserve - blood volume & | BMR, | temp, | CO, Catecholamines, Cortisol,
energy reserves - Repair hypovolaemia, lactic aldosterone
acidosis
Flow
Catabolic | 3 - 10 days | Mobilisation of energy stores | 1 BMR, 1 Temp, 1 02 Cytokines + 1 Insulin,
- Recovery & Repair consump, T CO Glucagon, Cortisol,
Catechol but insulin
resistance
Anabolic | 10 - 60 Replacement of lost tissue +ve Nitrogen balance Growth hormone, IGF

days
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