. 8 \2 The Cranial Nerves |
Lecture: 7 & 8

> The olfactory, optic and vestibulocochlear nerves are \

‘purely sensory nerves “special sensory” '\

Cranial Nerves Diseases | ETIS( |

> The oculomotor, trochlear, abducent, accessory and
hypoglossal nerves are purely motor nerves.

Ey ad M. Hussein

MD, Ph.D of Neurology > The trigeminal, facial, glossopharyngeal and Vagus nerves
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Classification of the Cranial Nerves &8 2y | Cenbial ol 2 Tempent l-bg . \
A A . |
; Name Function Site of nuclew Openlncln _'2—“‘%"2—'—0@”— T s Ot St !
1 |Olfactory Smell Temporal Loba v+~ | Cribriform plate B e / s G i
| Optic Vision Occipitallobe ~ | Optic canal . e e 1% ' =
aa Acterior parforaed subnance
3 | Oculomotor Motor Midbrain Superior orbital fissure  +* I g iR (Pon —— ey ol \
4 | Trochlear Motor Midbrain Superior orbital fissure .- ! ,‘ < o et |
Trigeminal: Pons A Aol (2 —s  roedufly Qeulomator narve (1D |
Ophthalmic Sensory .~ |Pons Superior orbital fissure &~ N e v Y
Maxillary Sensory,- |Medullaoblongata |Foramen rotundum Tigeminal nerve (V)
Mandibular Mixed ,- Upper C. spinal cord | Foramen ovale sbducens nerve (V)
6 ’ Abducent Motor Pons Superior orbital fissure t Facial nerve (I and
7 |Facial Mixed Pons B Internal acoustic meatus, Facial nenus e
| ~ it canal, Stylomastoid foramen
‘ it S AT T v
i T Flocculus of cerebelium
'8 [ Vestibulo-cochlear | Hearingand | Pons Internal acoustic meatus — Choroid plaxus of &h ventt
balance 5
|9 |Glossopharyngeal |[Mixed |Medullaoblongata | Jugular foramen = , Olossopharyngeal nerve O
10 .| Vagus Mixed Medulla oblongata Jugular foramen L ] , i nirve 00
] Motor Medulla oblongata & | Jugular foramen g2 R 7 W
(11 | Accessory C1-C4 AHC ' Hypoglossal nerve 00D
‘ of spinal cord
12 | Hypoglossal Motor Medulla oblongata Hypoglossal canal : .




Lesion of the Smell “Olfactory” Pathway
&,

— 1 ¥ “ , X
A3 . 3
I (Umlateral)hxgosmxa or anosmizf’ i Mot

2 Bilateral hyposmia or anosmia.

~
3

Parosmia (Smell hallucination) r:;}ﬂ(:n Wl

4. Cacosmia (bad smell in chronic sinusitis® oy

n

Olfactory agnosia éui‘z s
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Xlp meningef™ _ Olfactory groove meningioma — Fo

olf. M- & ster Kennedy syndrome
Ly AP ral anosm
WM“:“ swied
(,ﬁ;shl' Wﬁ nc nerve atrophy due to direct pre

Causes of Unilateral AﬂOSmia-f‘

» Traumatic: skull base fracture

» Inflammatory: basal meningitis (unilateral
and bilateral).

» Neoplastic:

N+ .n
d : " [
W T

o
AW

ssure on the opnc nerve.

|

DDW Ymmsp‘“ F
Causes of Bilateral Anosmia

» ENT causes: common cold, atrophic rhinitis.

* Heredofamilial.  J.

¢ Hysterical. s

* Excessive smoking. o/ 5.
¢ Use of cocainf:. o I i

Causes of Parosmia (Smell Hallucmatlon) &
and Olfactory Agnosia e

s "5‘3‘]. r"w.)‘e"' I‘"’J Pl lﬁmm ’ruM.)b e 2=s 5 — :

v+ Temporal epilepsy. :

rocnds. I
» * Temporal lobe SOL. S owRyig 1m0 |
* Intracranial aneurysm and AVM.
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Optic Nerve Lesion f

Causes of Visual Loss J

* Ocular causes: diabetic retinopathy, retinal detachm ’
ent, hypertensive retinopathy, glaucoma, macular deg |
eneration, vitamin A deficiency, trauma.

* Lesion of the visual neural pathway.

Causes of Optic Nerve Lesion |

1. Demyelinative:

6. Deficiency states:
Multiple sclerosis- retrobulb + B vitamins deficiency

; ;r ggﬁ?tli P 7. Heredofamilial:
ni(t)is cctiou s ¢ Dominant juvenile optic atr |
ophy

2. Ischemic and metabolic: 8. compresswe

* Atherosclerosis il amsativn M
3 * Meningioma
Giant cell anentxs’téupw * Metastasis to optic nerve or |
¢ Diabetic oL
st .. Tempo ch:asm |
3. Parainfectious: Glioma of optic nerve /

. 1 hr 1 i
C.aver‘n‘ous sinus thrombosis Pseudotumor cerebri
+ Sinusitis

4. Toxic and drugs: Sarcoidosis
«* « Streptomycin ﬁg&gﬁgg}; . Thyroid opht |

«~ Chloramphenicol

“» Methanol
“% Ethambuto] —* d”’ ,"W’ ’

Jk"jl"‘“:" ‘

19

. Radiation

Optic Nerve Lesion

Total optic nerve lesion leads to‘i@ilateral Yotal blindness |

with loss of direct and indirect light reflexes

Examination: visual acuity and fundus examination

Fundoscopy:

*~+ Papilloedema: swelling of the papilla-optic disc
v~ + Disc pallor (optic nerve atrophy): in deinyelinating d

isease (I\AI_S) and others

|

|
|
|
|
1

A

Causes of Optic Disc Papilloedema

L. Intracranial hypertension:
* Brain SOL
* SAH
~+ Pseudo tumor cerebri
* Hydrocephalus
* Brain edema
* Encephalitis
2. Optic nerve disease:
Optic neuritis in MS
. * Giant cell arteritis
* Toxic optic neuropathy
* Hypervitaminosis A

3. Retinal vascular disease:
* Malignant hypertension
* Vasculitis (SLE) |
4, Venous occlusion:
* Cavernous sinus thrombosi
s &
 Central retinal vein thto""b“:
0sis s
5. Disc mﬁltration*"
. Leukemia
: Sarcoxdosns
Opho newe ,f:',_,.




Optic Neuritis

»#The optic neuritis is an inflammatory, demyelinating conditio j
n that causes acute, usually monocular, visual loss. |
» It is highly associated withé‘ffmple sclerbsls@ Optic ne
uritis is the presenting feature of MS in 15 to 30% of patients

|

i gz, Pie G T |

»Eye pain
» Vision loss typically develops over a period of hours to days, [

»The visual field defect in optic neuritis is typically characteriz |

» Color blindness

Lol WP O D el
v Bor. & MS start wia O-yelydis |

|
|
ed as a central scotoma ‘ ]

RIof Optic Neuritis ~ *|

30 year old female presenting with right optic neuritis; 2
A. T2-weighted coronal image shows hyperintensity in the right optic nerve. I
B. Post-gadolinium T1-weighted coronal image shows abnormal enhancement in the riglf
L optic nerve, :
C. Four years later, sagital FLAIR shows multiple plaques outward from the corpus callg
sum and paraventricular suggestive of multiple sclerosis

Diagnosis of Optic Neuritis

» Visual Field: The visual field defect in optic neuritis is typic
ally characterized as a central scotoma W“r e
- »Visual Evoked Response (Potential): is the electrophysiolo |

gic manifestation of slowed conduction in the optic nerve asar |

esult of axonal demyelination

- -
%

A L :"))'\ ey \
»MRI L), M D Ge) {

Gexvial spive, orbit | brain MRL * \
fo e dungliakng Condtion & (s @8 NS

»Lumbar puncture —»

Prognosis of Optic Neuritis

»Recovery of vision: improvement of vision begiﬁs afterafe

"

w days and weeks. Improvement can continue over many mont |

hs,@have better vision at one year. » _
By 2 M 7% U e ol S g LY

»Recurrence: there was recurrence of optic neuritis at

10 years: AT 6P v s d

U - /M G4 e 14% in the ipsilateral eye. W ey ML
X :  A AR | e

anath 2 C 12% in the other eye. : L

9% in both eves..




Treatment of Optic Neuritis

ay or 1000 mg once daily{for: & dax

dnisone (1 mg/kg per day) for ﬁ% with a four-day taper \

— T e

» Beta Interfer if presenteq multiple sclerosis By “"r" 5
. S AR

— i Yeclss m- 6

| YN adduchin, g Lopeson
-7 Oblz‘gue .

"1. Diplopia on looking down and out.
2 Limitation of movement during examination for ¢

ovement down and out.

s -OCHY —extes

|
~Intravenous methylpredmsglone (250 mg four times per d \ Ve
SR Y .

2 4%

-

-

|

Lesion of the Abducent Nerve ‘

1. Diplopia on looking out wards. ‘
2 Limitation during examination of eye movement in the ou |
J() 1 O tward direction. A Cos 3¢ o
3. Convergent paralytic squint.

e 8 @ Proea
e Complete external ophthalmoplegia

Describes the immobile eye when the IIL IV, and VI nerves are l
paralysed by: X
1. Orbital tumor or inflammation '

2. Cavernous sinus thrombosis

3. Tolosa-Hunt syndrome: is characterized by painful ophthalmoplegia
(weakness of the eye muscles) and is caused by an idiopathic granulomatous
inflammation of the cavemous sinus
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Lesion of the Oculom(:fzr erv

sis of the levator palpebrea supéri'ori
only on elevauon of eye lid.
Squint: divergent paralytic. £ - raj:;x"" ;J
Mydriasis: dilated fixed pupil. C 3= !
Loss of light and accommodation reﬂexos? ,
Causes of the oculomotor nerve lesion:
. Aneurysm of the posterior communicatin T
. Infarction of the third cranial nerve: HTN D)
» Weber syndrome g

« Midbrain tumor, infarction

. Cavemnous sinus thrombosis

Ptosis: parc
—
Diplopia: occurs

Causes of Miosis

rome: partial ptosis “paralysis of

enophthalmus, anhydrosis. '

¢ in lesion (massive ischemic stroke,

lesion), cervical lesion (syringomyelia and ‘ea v

ord tumor), neck pathology (Pancost tumor

ck surgery)

» Argyl-Robertson pupil: miosis, loss of hght '
preserved accommodation

*Causes: neurosyphilis
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Mydriasis: a11ated 1xeu pu
[oss of light and accomm

Causes of the oculomotor
. Aneurysm of the poster
+ Infarction of the third ¢
» Weber syndrome

« Midbrain tumor, infarc
« Cavernous sinus throm

erve
St G &) Geglar m. [
| culo—m- skl Cayses o
O lesn & NIU 8 or quks |
W0 rinsten  C WA, tuner mﬁ ) hrome. partial |
- 2 MM enophthalmus,
F D ocbil et o ] ) i m lesion (mass:

vement i q) (i ~ [eal lesion (syrir
= A ‘Aungch@W -

ination for «

Dlegia %




Horner’s Syndrome o ' Causes of Mydriasis |

»Claude-Bernard Syndrome (sympathetlc irritation); lid retr
_action, mydriasis, exophthalmus hyperhydrosis.

»>Oculomotor nerve palsy: see oculomotor nerve

»Myotonic pupil (Holmes-Adie pupil): mydriasis, loss of lig
ht reﬂex, incomplete response to accommodation, may be asso

ciated with lost ankle jerk 7
Causes: heredofamilial, usually unilateral, in female and bemg
sacdere 2L 1 &
: -~
Lesions of Trigeminal Nerve Tngemmal Neuralgna (TN)

pam, Joud, Tewrp, PoPliaptin 5 winel pene
CRONLS Wy 2P =

““Tic Doloureau” ’

1. Sensory affection: v N ié‘.(:ieﬁ‘nlc‘:d as paroxysmal,stereotypedattacksu se-
a. Trigeminal neuralgia. : vere sharp pain (stab’omg or electric-shock hk ‘pain

b. Loss of sensation over the face. | ~ in the distribution of one or morebranches |

2. Motor affection: weakness of the mastication ' minal nerve.

muscles and the jaw is deviated to side of lesion. AR e R i

L

In bilateral lesion: ............




Trigeminal Neuralgia - Epidemiology

# The annual incidence of TN is 4 to 8 per 100,000

people.

% Approximately 15,000 new cases occur in the US

each year.

< Age: in 80-90% jof patients, the disease begins afte

r

| age 40 years. Peak incidence 60-70 years old:

<+ The male to female ratio of TN is abou@ T

L L e L DI _ =i ——

i
g

| Trigeminal Neuralgia - Classification

| TN is divided according to the etiology into:

| 1. Primary 2. Secondary
OR OR
Classic or Idiopathic TG Symptomatic TG

v I~

[

!

Age of Onset

3rd 4th  S5th  6th 7th  8th

2nd

Decade

60g

Peae

Etiology of TG

TN is divided into 2 categories:
1.Primary (Classic or Idiopathic): most
cases of TN are idiopathic or caused by
vascular compression of the trigeminal r i
oots (most commonly by superior cerebel )
lar artery or venous compression). !

2.Secondary (Symptomatic): by =

structural lesion




Causes of Secondary TN

1~ » Brain stem lesion: tumor, multiple sclerosis, infarction,
syringobulbia. ; |
+~ »Cerebellopontine angle lesion: acoustic neuroma,
-meningioma, metastatic tumor.
¥~ »Cavernous sinus lesion: tumor (pituitary gland or others),
thrombosis, and aneurysm of the internal carotid artery.
b > Trigeminal ganglion lesion: herpes zostér with trigeminal
post herpetic neuralgia. C-)L re
+~~ »Peripheral branches of trigeminal nerve: sinusitis, skull
tumor, trigeminal neuralgia.

V2 V123 V3 Vi2 V1
Trigeminal Division

Distribuation of Pain by Division

« Most often involves the maxillary (V2) and/or
mandibular (V3) branches of the trigeminal nerve.
— |
» The ophthalmic (V1) branch is involved in less 5% |
of patients. \
»“Thé Vi'branch is most commonly affected by !

|
postherpetic neuralgia. \
(o e e ‘ao*\u, A v optemic \'

s e””'ﬂ 4“- ’_(\ \9—’% VuVI :\

Diagnostic Criteria for Primary TN \\
"The International Headache Souety (msy’ fus |

L. Paroxysmal attacks of pain which last a few seconds to ,
less than two minutes, affecting one or more dmsmns of
the trigeminal nerve. »

2. Pain has at least one of the followmg chatactensucs
Intense, sharp, superﬁcnal, or stabbmg




Distribution of Trigger Zones

Red F lags for Dmgnosns of TG

: | Aap L
T s 2 F s @il gl HAPL

+~ » Abnormal neurologic examination,
#~ ;. Abnormal oral, dental, or ear exam.
+~ » Age <40 years.
« » Dizziness or vertigo.

«~ ~ Tinnitus or hearing loss.
+— » Facial numbness.
«~ ~ Pain lasting > 2 minutes.
4~ » Pain outside trigeminal distribution.
«~ » Visual and ocular changes.

Trigger Factors for TN

» Talking. : \’3'\ ol

« Shaving.

» Smile.
2+ Applying make-up.

» Chewing. |

* Drinking cold or hot fluids.

+ Cold wind.

+ Teeth brushing.

Good News in Primary TN

#~1. The pain, lasting seconds.
© "« 2. Always unilateral.

« 4. Spontaneous remission.

} ~ 5. There are no signs of tngemmal




Brain MRI
I Brain Magneto- Resonance
Imaging (MRI). bk T ey

.‘:,.{r.p.'.*ﬁ'f"'q Vgs s e |

2. Brain Magneto- Resonance ot |
Angiography (MRA). ; |

3. Brain Computed Tomograp
hy (CT).

5

| Bwecs s

ST mm | bl T
Brain CT

Treatment of TN

CTHead with Soft Tissue Window

Medical Py
Therapy

i~




Medical Treatment of TN -

fl Topiramate |
|

Gabapentine +—

[
F
| Pregabaline

[C

Oxcarbazepine |

Phenytoine

FF

2 Carbamazeping 18 the best studied drug for
| only one with US Food and Drug Admini |
approval for this indication.

| £ Other medications:

| <Antidepressant: amitriptyline. _

I

V]

Carbamazepine

P

[Antiepileptic Drm

M uscfle relaxant: Baclofen.

'} Surgery is reserved for patients with:

/ ’V'w' — =Medical refractory TN.
e =Structural lesion in secondary TN.

|
1 <Surgery: Microvascular decompressiD
N T

X \P\ Y
Qdiosurgery: Gamma knife surgD

ke
Percutaneous procedures (Rhizotomy): Percutan

eous radiofrequency thermocoagulation or retrogasserian gl
ycerol rhizotomy.

<Peripheral neurectomy and nerve block_>

UMN lesion of
corticobulbar tract
(e.g., stroke of -
intemal capsule)

...\.'T_A\ Cagied o sr o
upper Qundunf,\f- :
’L\MNBPA."*’ ~p T i =

Muscles of facial expression: ~ /¢ e
Ly

\ower @ .
~opl

Frontalis
Orbiculans ocull —




Lesions of the Facial Nerve
UMNL of the Facial Nerve

LMNL of the Facial Nerve \\

Affect corticonuclear tract ab | Affect facial motor nucleus or the n | i
ove the facial nucleus perveitself  (nucoar or ivfa Lesin)
Paralysis of muscles of lower

half of the face in opposite si | wer half of the face in same side of |
de of lesion

Paralysis of muscles of upper and lo

: lesion (Bell's palsy- Herpes simplex \

S Naeen M | jius reactivation, Ramsay- Hunt Sy \l

A G ndrome- Varicella - zoster reactivati ||

ofpesite gt on)  jpiukAd i Ph@ u> |
HemiEIegia in the same side

Hemiplegia in the@ppositd side of f
acial paralysis (pontine lesion)
or without hemiplegia peripheral fa

of facial paralysis

= cial nerve lesion \
— N S -

ge""" e Corticobulbar l”" WHL—MWMWJJ’—MA—Q————\

uron lesion : i

el ey 9‘ (Bell’s Palsy

s

% Sir Charles Bell “Scottish Surgeon” f \

4 Nuc‘l’eus of

irst described the anatomy and function

s of the facial nerve in the 1800.

nerve *
DO
Vil

Bell's palsy: defined as an acute periphe
ral facial nerve palsy of unknown cause.-
The annual incidence rate is between 13

-34 cases per 100,000 population.

Etiology{ Herpes simplex virus reactivat) November 177428 Apsil 1842
10n.







Clinical Features of Bell’s Palsy

patients with Bell's palsy typically present with sudden
onset (usually over hours) of unilateral facial paralysis,
common findings include:

‘:‘;5 Absent of forehead wrinkles “more by looking upwa

2l

v 5
s 9P

”»

rds”.
Inability to close the eye.

Absent nasolabial fold. .

Drop (asymmetrical) of mouth angle.
Deviation the mouth to the non affected side.

(Ramsay-Hunt Syndrome) ks

Ramsay Hunt syndrome: acute periphefd
] facial neuropathy associated with e
" _matous vesicular rash of the skin of the &
tous Ve2 >~
canal.

Etiology: varicella-zoster reactivation/

picture:
Vesicular rash of the ear or mouth.

Causes of Peripheral Facial nerve lesion

+~ »Idiopathic: Bell's palsy, Guillain-Barre syndrome, sarcoidosis. |

.~ » Traumatic: temporal bone fracture, penetrating middle ear injury, |

forceps delivery. |

+ » Endocrine: DM, hypothyrodism.

. »Infection: otitis media, mastoiditis, Ramsey-Hunt syndrome, HIV
infection, parotitis, meningoencephalitis, mononucleosis, TB, Lyme

disease.

« » Tumor: facial nerve neuroma, acustic schwanoma, parotid gland
tumor, cholesteatoma, temporal bone tumor, cerebello-pontine angle |
lesion.

4~ » Congenital: congenital facial palsy, § cqymhl

,~ » Toxic: carbon monoxide, lead intoxication.

+ »Vascular: HTN,

+ > Pontine lesion: infarction, hemorrhage, demyelination (MS),

~ syringobulbia, infection, tumor, moebius syndrome.
»Postsurgical: mastoiditis, parotid gland, middle ear.

|
|
|

L0 o A - ;
| og»#"‘&\ Eal » Ipsilateral peripheral facial palsy. =
Nopsp > Vertigo and ipsilateral hearing loss ‘;‘ Y
Genuuate R
\on » Tinnitus.
D\ Guaty. > Otalgia: ear pain.
» Headaches.
» Fever.
Causes of Bilateral Facial paralysis (Fac
» Bilateral nuclear lesion (Pontine lesion)
hemorrhage, demyelination (MS), syringobulbi
tumor, moebius syndrome.
» Bilateral infranuclear lesion: Guillaih— B
sarcoidosis, infectious mononucleosis, L me
dosense ot
- Melkersson-Rosenthal syndrome. (
nuloss

» Muscle disease: muscular dystrophy, my

. _ e
qL, Yewnent ﬁﬁé Bis o5 v

)

stk ol
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+~"+ Ophthalmic pintments should be used at night. _

, :’J\ ¥ ,—+ Protective glasses. LS
2t * Patches can be used at night.

Ed

tapered by 10 mg daily, for a total treatment-10 d
» Antiviral therapy “for Ramsay- Hunt Sw@éf‘- P
times daily for seven days. - A
. » Electrical facial nerve stimﬁlation.
o | [y o To st
! ‘
Er  Coacd"ga yos &) (omPletonds o o wt  Shat cuchis




Lesion-of the Vestibulo-Cochlear Nerve

A. Lesion of the Cochlear Division:

Tinnitus in irritative lesion.  ~witp
Deafness in destructive lesion.

B. Lesion of the Vestibular Division:

vl

Vertigo.
S \\’ \
Spontaneous nystagmus, = 9“3\' 6’
& \Yl
Ipsilateral incoordination.

e B

Functions of the Glossopharyngeal Nerve

1. Sensory function: supplies the:

a. Posterior 1/3 rd of the tongue (taste and general
sensation).

b. Mucous membrane of the pharynx and tonsil,

c. Carotid sinus and the carotid body.

2. Parasympathetic function: supplies the parotid gland, 5%

3. Motor function: supplies one muscle only the

Catvtopharyngeus muscle)

- Jesin o Lp )

Y&

Post /3 g © 5 Lolp Zf

+ s senaim /B phargn
R i

+dg!;?

s?vﬂpm

. - Causes of Deafness |

oy - . l
1. Conductive Deafness: otitis media, cholesteatoma, tympanic me |
mbrane rupture, carcinoma.

2. Sensorineural Deafness: e b WS \
. Congenital: aplastic maternal rubella \
- Infection: mumps, labyrinthitis, meningitis l|

o5 Trauma: petrous bone fracture

- Drugs: streptomycin, gentomycin, salicylates \1

5\ OVWia | “[ Meniere’s disease ) ln

Ly » Cerebellopontme angle tumor: acoustic neuroma, meningio \

i b 5,7 ,3 08 |

Hinnifed - Brainstenmr disease: demyelinative disease, mﬂammatlon, syri \
/*3 ngobulbla, tumor, vascular accident

Lesion of the Vagus Nerve

1 Palatal paralysis:
Wy =, &3. a. Nasal tone of speech.

b. Drop of palatal arch on paralyzed s1de and shift
?\»}) bs gL Pty ~l/a uvula to & ogpgsne 31de
~s' ¢ Fluid regurge. .
d. Loss of palatal reﬂexes - Z’ ﬁ’ w}}’”&‘
2. Pharyngeal paralysis: | PAMQ

> —a. Neurogenic Dysphagia.
b. Loss of pharyngeal reﬂex

3. Laryngeal paralysis: hoarseness of the voice. u,y L CB‘
Others tachycardla and constlpatlon




L R e | 1 -
Lesion of the Hypoglossal Nerve |

Iesion of the Spinal Aecessory Nerve |
|

v~ UMNL:

Unilateral lesion: deviation of the tongue to opposite sl

de of lesion (corticonuclear lesion): in cerebral stroke o

|

lpsi|ﬂt0rﬂLP§,£a.')L$S_0fZ§t¢ﬁL@Igi_deaslojd muscle (rotation |
Sy r tumor
of the head and neck to the same side). « Bilateral lesion: inability to protrude tongue, in pseuob

‘ ulbar syndrome
L~ [MNL: in bulbar syndrome, syringobulbia, medullary stroke \

Ipsilateral paralysis of trapezius muscle ( inability to shoulder
._'_——I"
« Unilateral lesion: deviation of the tongue to same side

shrugging). \
: LA ; ¥ Sk (A,(. P A s¥io-- Hie SRGEE of lesion (hypoglossal nucleus or nerve) ‘1
o Ry P Z\ st : Ry G L '/’ ’” \F. s . Bilateral lesion: inability to protrude tongue *
RALN A e asl- S presented muscie g and Fscicula | |
| | : ==

I : s =

LNNL Bulbar Palsy (Syndmme)

» Progresswe bulbar palsy lS a progresswe d:sturbance of the
bulbar motor cranial nucle1 nerves or - muscles. |
- »Food and fluid regurge due to paralysis of palate (X-nerve) |

» Dysphagia o \

»Dysphonia, Dysarthria ;i \

% Unilateral lesion: deviation of the tongue to same side of lesion|

(hypoglossal nucleus or nerve)
s\ > Bilateral lesion: immobile, and inability to protrude of tongue ’»':1

‘Hb, *Tongue muscle fasciculations and atrophy

A > Decrease or loss of jaw, palatal and gag reflexes




Pseudobulbar Palsy (Syndrome) |
+h |

» Features are due to degeneration of corticobulbar fibers to X, |

X, XI and XII nerve motor nuclei (bilateral supranuclear
lesion)
»Food and fluid regurge due to paralysis of palat (X-nerve)
»Dysphagia
»Dysphonia, Dysarthria
» Tongue is immobile, and cannot protrude (XII-nerve)
» Emotional liability Loy de g |

» Exaggeration of jaw and gag reflexes

N

~ botulism

Causes of Lower Cranial Nerve Palsies

> Skull Base/Intracranial: basal skull tumor(meningioma,
neurofibroma, metastasis, carcinoma), bone lesions \
(osteomyelitis), basal meningitis (especially TB) \

» Brain Stem: infarction, tumor, syringobulbia, MND, i
poliomyelitis, demyelination \l

» Neck: penetrating injury, neck operations, tumors \

»Systemic Causes: DM, sarcoidosis, SLE

»Polyneuropathy: Guillain-Barre syndrome, postinfectious \

»Muscle: muscular dystrophy. . \
- »Neuromuscular junction: bulbar type of myasthenia gravls,
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