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Stupor:

Transiently awaken
by vigorous stimuli
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natomy and physiology of
coma

RAS

iminished alertness
2 abnormalities of the Reticular Activating System

ebral hemlspheres | | 7= Projections into

R Reduced activity of | cerepral cortex
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Visual
impulses

~ | Auditory
——{impulses

Ascending sensory tracts | I\ | Descending motor
(pain, touch, temperature)}* signals to spinal cord
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abolic derangements
1 as hypoglycemia

= Anoxia

= Uremia

= hepatic failure.
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cts about brain

THE ELECTROENCEPHALOGRAM
FLOW  (gEG)RHYTHM

= diffusely slowed,
typical of metabolic
encephalopathies, and
as conditions of
substrate delivery
worsen, eventually
brain electrical activity
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Brain stores enough ceases.

= glucose for ~2 min
= O2 for 8-10 sec
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= Elev BP:

= Hypertensive
encephalopathy

= Maybe secondary to
raised ICP
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upillary Ienlargement
= Loss of light reaction
Loss of vertical
‘adduction movement

idespread structural
ion or metabolic
suppression:

= Preservation pupillary

light reactivity and
movement

Jypes of Herniation

Source: Longo DL, Faucl AS, Kasper DL, Hauser SL, Jameson JL, Loscalzo J: Harrison's|
Principles of Internal Medicine, 18th Edition: www.accessmedicine.com

opyright © The McGraw-Hill Companies, Inc. All rights reserved.




Brainstem reflexes

lacement
of the midbrain may L
compress the opposite
erebral peduncle,
producing a

abinski’s sign and
miparesis
contralateral to the

Respiratory

original hemiparesis
(the Kernohan-
Woltman sign).




Posturing

= Decorticate rigidity

= Decerebrate rigidity POSTURING

DECORTICATE DECEREBRATE
(Flexor) ) (Extensor)

[ Arms are

like g
. " Arms are
Cs ke
Moves in : e &
toward S
the “Cord”

Probl ith Cervical
m?ﬁ;ﬁ;;ﬁ “ Problems Within

Cerebral Hemisphere. Midbrain or Fons.







s0Mma due to metabolic disorder

CONTINUUM

of @ The same metabolic
abnormalities that
produce coma may, in
milder forms, induce an
acute confusional state.

Thus, in metabolic
encephalopathies,
clouded consciousness
and coma are in a
continuum.

= Anesthesia

= Epilepsy
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