USRI EPUCUS

gementns (e

Mohamed Salim Kabbani
Pediatric Critical Care
Head, Pediatric Cardiac ICU
King AbdulAziz Medical City
Riyadh-Saudi Arabia



DENMmuUonionstatll

SE Is basedon the clinical manifestationa
prolonged seizure or a seriesof seizures
during which the patient has incomplete
recoveryof consciousnesgndduration



DERMTUOoN

A Conventional definition:

I Single seizure 30 minutes

I Series of seizures 30 minutes without full recovery,
from which the patient does not regain consciousness



DERMITIoN

inl f appropriate therap
cause permanent neurologisequelaeor

deat h eo
thus

in e any c¢chi |l d who pres
convul s

0 l ng shoul d be a

Haafiz A. Pediatr Emerg Care 19991%2):119-29



Prolonged seizures

[<innplolrziry

Death

SYSLETNIT

, SYStemic
elnEinge

Chlainge:




StAtUS BRI EPUCUS Uratiofn

The | onger SE persi st s
I the lower is the likelihood of spontaneous
cessation

I the harder is it to control
I the higher is the risk of morbidity and mortality

Any Seizure> 5 minules:
I Should be treated

I Should be assumed as status
Bleck TP. Epilepsial199940(1):564-6




A Fever 36%

A Medication change 20%
A Unknown 9%
A Metabolic 8%
A Congenital 7%
A Anoxic 5%

A Other (trauma, vascular, infection, 15%0

tumor, drugs)

DelLorenzo RJ. Epilepsial992 33 Suppl 4:515-25
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RESPIEALOR/

Hypoxia and hypercarbia

- b ventilation (chest rigidity from muscle spasm)
- Hypermetabolism (U O, consumption,U CO, production)
- Poor handling of secretions
A Acidosis
I Respiratory & Lactic
I Impaired tissue oxygenation
I Increased energy expenditure
- Neurogenipul monary edemaée. . ?
- Hypoxia/anoxia markedly increase (triple?) the risk of mortality in SE

Towne AR. Epilepsia199435(1):27-34
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ARare complication of SE in
children

A ikely occurs as
conseguence of marked
Increase of pulmonary
vascular pressure during SE

Johnston SC. Postictal pulmonary edema requires pulmonary vascular pressure increases.
Epilepsial99637(5):42832



HEMOGyRnamies

A Sympathetic overdrive

A Massive catecholamine /
autonomic discharge

A Hypertension A Exhaustion

A Tachycardia e

A High CVP i Hypoperfusion
I Shock

min oUmin
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Glucose

30 min

SE

SE + hypoxia

>

Seizure duration

A Hyperdynamic

phase
I Hyperglycemia

A Exhaustion phase
I Hypoglycemia develops
I Hypoglycemia appears
earlier in presence of
hypoxia
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HyVPEmyIexia

A Hyperpyrexia may develop during protracted
SE, and aggravate possible mismatch of
cerebral metabolic requirement and substrate
delivery

A Treat hyperpyrexia aggressively

A Antipyretics, external cooling
A Consider intubation, relaxation, ventilation



A Blood leukocytosis(50% of children)

A Spinal fluid leukocytosis(15% of children)
AU K+

A U creatine kinase

A Myoglobinuria




Rathophysiolog)
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A  Oxygen,oral airway. Avoid hypoxial

B Consider bag-valve mask ventilation.
Consider intubation

C IV/IO access Treat hypotension, but
NOT hypertension



INESIens of Stattisy
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Ensure adequate brain oxygenation and cardiorespiratory
function

Terminate clinical and electrical seizure activity as rapidly
as possible

Prevent seizure recurrence

|dentify precipitating factors such as hypoglycemia,
electrolyte imbalance, lowered drug levels, infection and
fever

Prevent systemic complications
Correct metabolic imbalance
Further evaluate and treat the cause of status  epilepticus



A Arterial blood gas?

I All children in SE have acidosis. It often resolves rapidly
with termination of SE

A Intubate?

I It may be difficult to intubate the actively seizing child

I Stop or slow seizures first, give @ consider BVM
ventilation

I If using paralytic agent to intubate, assume that SE
continues



