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Encephalopathy
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The incidence of hypoxic-ischemic encephalopathy (HIE) is not well known, however, the common causes
of hypoxic-ischemic encephalopathy are sudden cardiac arrest, acute respiratory failure and carbon
monoxide poisoning. Due to high metabolic demand, the brain is very susceptible to damage from
deprivation of blood supply and oxygen delivery. When patients recover from comatose after HIE, there
are various spectrums of neurological outcomes, ranging from vegetative state to good recovery. Various
methods including neurologic examination, neurophysiologic and biochemical tools, neuroimaging technique
have been proposed for the prognostic evaluation of HIE. This article reviews the pathophysiology of
HIE and predictive methods for neurological recovery after HIE. (Brain & NeuroRehabilitation 2014;

7: 5-9)

Key Words: hypoxic-ischemic encephalopathy, neurological recovery, prediction

M E

A AkA-3E A H "W S (hypoxic-ischemic encephalopathy)
ool Bk AR 5o} A3 AT 5L

°
oot HASO R, FRHES obd A <A Bt
[e3]
HA

2
5

o
o
>
I
oX,

ou by B3 Aozt 34 4BA, 34 EgY
A, dastera 25 Fo| YA k! ML B o
AaTF R B FFF LAt AATFY B,
SHED 5o thoFd 4] ofste] &4 WA =,
urg7) 7o) et S84, BB oligemio), ALY, A
B o s
=]

& o

== ti(Table 1).2

S A EATE (vegetative
state) = X4 Q) A AFE]| (minimally conscious state) 52
ool 4 ARete] AT smo] wol Lofyt 7
o U4 AT BAA Thke YA ATE Rol
W ool dhet a2 o ojgich Haole B4 414

Correspondence to: Yong Wook Kim, Department and Research
Institute of Rehabilitation Medicine, Yonsei University
College of Medicine, 50-1, Yonsei-ro, Seodaemun-gu,
Seoul 120-752, Korea
Tel: 02-2228-7316, Fax: 02-363-2795
E-mail: ywkim1@yuhs.ac
This work was supported by a faculty research grant of Yonsei
University College of Medicine for 2010 (6-2010-0034), Seoul,
Republic of Korea.

A F ANLEE 28 BASNA A LWL A
=stEA AP B BT olsh WA 949 8%
MR obd ] Hgith b Adh- SBA H9FE
AL o F S o Fashl Hglov], ol e
3 58 dEgo s RS Fa AP T
% 93 ol& Fotel E™as B4 Pt o vgL

Table 1. Classification of Hypoxic-Ischemic Encephalopathy

Type Mechanism Example

Ischemic Total cessation of blood supply Cardiac arrest
to the brain
Oligemic Impaired blood supply to the brain Hypotension
Anoxic  Total absence of oxygen delivery  Respiratory
failure
Hypoxic Reduction in arterial oxygen delivery Chronic
pulomnary
disease
Histotoxic Poisoning of celluar oxidative CO intoxification
mechanism
Anemic  Insufficient hemoglobin to carry
available O,
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