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WHAT IS ALTERED MENTAL STATUS 7
LETHARGY/OBTUNDATION/STUPOR/COMA

A Level of arousal ( Global/diffuse) vs Content of thought (Faekivolvement of one class of stimuli)

A Objective scores have replaced archaic terms

A Sleep is the only physiologic form of reduced consciousness




THE THREE MAIN MECHANISMS ARE:

I.STRUCTURAL BRAIN LESIONS

2. DIFFUSE NEURONAL DYSFUNCTION SECONDARY TO SYSTEMIC
PATHOLOGY

3.RARELY PSYCHIATRIC CAUSES
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Epidemiology

AThe most prevalent etiology of non traumatic coma is ischemic or hemorrhagic stroke
54%) '

AAnoxic injury (3 to 42%)
APoisoning (1 to 39%)
AMetabolic (1 to 29%)

Non-structural causes tended to slightly out number the structural causé&s%3vs 2864%)




SCALES AND MEASURES: LEVEL OF CONSCIOUSNESS

The maneuvers should provide adequate stimuli without inducing actual tissue damage

A Glasgow Coma ScaleScale or Score 2Use the best score
A FOUR Score Full Outline of UnResponsiveness

A AVPU- Awake Verbal Pain Unresponsive

A ACDU - Alert Confused Drowsy Unresponsive




GCS

GLASGOW COMA SCALE : Do it this way GCS ‘ o
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FOUR SCORE

Eye Response Brainstem Reflexes

/A = eyelids open or opened, tracking, or blinking to command At = pupil and corneal reflexes present

/8 = eyelids_apen but nat tracking /8 = ane pupil wide and fixed

/2 = eyelids closed but open to a loud voice /2 = pupil or corneal reflexes absent

A = eyelids closed but open to pain A = pupil and corneal reflexes absent

/0 = eyelids remain closed with pain /0 = absent pupil, corneal, and cough reflex
Motor Response Respiration

A = thumbsup, fist, or peace sign A = not intubated, regular breathing pattern

/8 = localizing to pain /8 = not intubated, Cheyrgtokes breathing pattern
/2 = flexion response to pain /2 = not intubated, irregular breathing

A = extension response to pain A = breaths above the ventilator rate

/0 = no response to pain or generalized myoclonic status /0 = breaths at ventilator rate or below




FOUR SCORE

Alncorporates Brainstem reflexes

ANo verbal component

AGood Interobserver agreement

Als it time to shift ?- Evidence
practice mismatch




WHEN IN DOUBT : JUST

DESCRIBE IT.




HISTORY

Attempt to Solicit and record history that includes

ATime and acuity of onset, fluctuations, evolution

AAssociated symptomsa. Headache/fever/seizures/nausea vomiting
b. Motor activity changes c. Speech changes in content and pattern

APast history : similar events, Chronic neurologic deficits, HIV status,
AFamin history : including neurologic, endocrinological

ACurrent medicationDose, recent alterations in medicine or In its dosage

ASociaI history- alcohol and drug abuse




NEUROLOGICAL EXAMINATION CHECKLIST

| t 0s bri ef . Fortunately.

i I i .

A Level of consciousness

A Pupillary responses

A Oculomotor responses

A Motor : Tone/Reflexes/Responses
A Pattern of breathing

A Fundus

A Meningeal signs ?LP
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Clinical Vignette 1.

A 84 y, F Acute onset drowsiness
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Clinical Vignette 2 :

A A 58 year, M
A Hypertension for 20 years

A presented with sudden 10Ss of

consciousness and fall in the bathroom,
followed by confusion and quadriparesis

A O/E E3V4M6(drowsy)

A Pupils- mid-dilated, sluggishly reactive
to light on the right

A Tone raised in all 4 limbs.

A B/L Plantar extensor, All DTR
exaggerated.

A Fundoscopy Normal







A NCCT head : Hypodense lesion on the right
side of Midbrain extending into the
Thalamus with mass effect.

A CTAngiography :Vertebrobasilar
Dolichoectasia




PUPILS IN AMS

Single most important physical finding to differentiate structural vs metabolic

Alllumination - penlight vs camera flash
AAt least for 10 secsTonic pupils react slowly

Af pupils are very smallideally a plus 20 lens maybe used

/ARemember r/'o pharmacologic dilation




LOCALISING VALUE OF PUPILLARY RESPONSES

A Unilateral enlarged poorly reactive pupilfirst sign of herniation ( or an
ameurysm i PCOM)

ALookf or Hor ner 0s

A Metabolic vs Diencephalicboth cause small, reactive pupils (difficult to
appreciate response) . Pupillary light reflex is most one of the most resistant brain
responses to metabolic insults.

A During or following seizures pupilmaybe large or poorly reactive to light. Look
for tongue bite/ incontinence /




Diffuse effects of
drugs, matabolic
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small, reactive

Pretectal.
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Clinical Vignette 3:

A A 76y lady with HTN, DM

A sudden onset altered mental status for last

18h
A E3V3M5

A Eyes deviated downwards and nasally

A Tone increased in all 4 limbs
A Generalised hyperreflexia

A B/L extensor Plantar

e {3 A Je
e hi 4 "
P iljf 3
. '.
i },‘;’ }' / ; X Jf

Jersion, segmentHetType:

Sed
I 39
SL-530 9mim

"“4 T’r |r‘ﬁ—|!'

i
1

00 kX

=15 '.HI'IHI
|1._| .':|1 \

b RAVIEET

Study Date: 15-04- 2022
Study Time:5.36.059 Al
IFLN:
DoB:

SR

_f

.
-I'"l
3

}




RESTING AND SPONTANEOUS EYE MOVEMENTS

A Gaze Preferences :

AConjugate Deviations of the eye
a. To the side of lesion
b. Away nAnWrong wayo
c. Downward and nasally

ASkew Deviation










A Ref.JeanneretV, Beach PA, Kase CS. Ocular Dipping in Anoxic BrainJilMA/Neurd019;76(10):1252. doi:10.1001/jamaneurol.2019.2393







Oculocephalic responses

Turnright  Tum left Tilt back Tilt forward
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CT Brain NCCT Primary
Head 2.0 J30s 3 Ser.Nr83215
Se 3 Study Date: 25-May-2022

Study Time: 15:39:53

Clinical Vignette 4

A 19 y male, no comorbidities

A Headache for 2 days

A 1 episode of vomiting at home

A In the ER 1 episode of tonic |l

posturing became M4
A HR 42/min

A NO MENINGEAL SIGNS

A NCCT head- apparently norma
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DIAGNOSTIC ACCURACY OF KERNIG'S SIGN, BRUDZINSKI'S SIGN,
AND NUCHAL RIGIDITY FOR PATIENTSWITH SUSPECTED
MENINGITIS
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waith Wwithout

Sign meningitis™ meningitis Al
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Fresant 3 = 11

Albsent a3 163 226
Brudzinski's®

Fresent 3 8 11

Absent o3 162 225
Muchal rigidity®™

Fresant 24 559 a3

Absaent o6 148 204

M E = - o mlibood ratio

|:_'|-|-|__3:-|I'_':I:i'-.-'E valua, 72%:: LR, 0.97: LR, 1.0: ratio of LR™ 1o LR, Q|97
- iwity, 303 - spacificity, BB % positive praedictive valuae, Z6%: ; nagative

predictive value, 73% ;. LE", O0.94; LR, 1.02Z2;: ratic of LR 1o LE -, 0.92.



https://doi.org/10.1086/340979

A B/L Papilloedema

A Guarded LP was doneCryAg Positive
>1:256titre, India Ink +

A HIV Negative

A Prevalence of Cryptococcal meningitis in
India 1.09% *




Clinical Vignette 5

A 26 y Male

A Headache with metamorphospsia

\ Operated for retinal neurocysticercosis
A 1 day of irrelevant talk, agitation

A GCS E4V3M5

A Pupils normal size, reactive to light

A Fundus : B/L papilloedema

A NCCT head : Multiple NCC with focal
perilesional edema in frontal lobe




AFocal perilesional edema in fronfal-> altered behaviour

A!—Iowever does It explain a reduced state of awareness ?







