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Diseases of the central Nervous system
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CNS

Consists of:

= Brain.

= Spinal cord.

Receives input from
Sensory neurons.
Directs activity of motor
neurons.

Association neurons
maintain homeostasis
in the internal
environment.
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Cerebrospinal Fluid Examination

Gross examination

Colour :

* Hold the sample against a white paper and
compare it to a tube of distilled water

*Any color

Abnormal

CSF is analyzed
for protein levels

Lumbar puncture performed Z
to obtain cerebrospinal fluid

or CSF il
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Viral Encephalitis ((A5:821) (o 580 §laall lgall

causes : <) [
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Focal or generalized epileptic seizures. 4aaza gl 43 51 £ pua Cilygie
Personality or behavior disorder . & sl g) Auaddldl Gl aale
Aphasia . 43S Lugae
memory disorder.. 3_S)3 Gl il
Confusion and hallucinations. . <l g Aad Jagtide
smell disorder. . adll Gl jauale

Virus

What is Encephalitis?

It is a medical condition where there
is inflammation of the brain. The
commonest cause of Encephalitis

is viral infections.
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Etiology: bu!

(A) Dorsal root (sensory)  grey matter

: 7wh|te matter Neurons

RN

Ventral root Anterior horn cells
(motor) (motor neurons)

oblongata
(bulbar region)
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Defention <u 5 [
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Immunopathologenesis 4sbiall 4l Y O
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Best Cures for Cluster Headache Relief

Cluster headaches are an extremely painful condition,
which require stronger methods of pain relief.

=

Oxygen Transcutaneus vagus Sumatriptan Anesthetics
nerve stimulation
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Too much cerebrospinal fluid (Ssédl Slaall Jilud) 3445
Bleeding into the brain £l b iy 3
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These are the most common symptoms of an ICP:: 4ail&ll yal e¥) Jis)
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Blurred vision 43, Jhigés »
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Medicine to reduce swelling 4edy taa v/
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Removing part of the skull (craniotomy) to ease au il Ciddil (Ciadl) cibi) daxeall e g Ja 3) v
swelling

treated for the ad ki gl gl ayg ol 4 leal) LiCudl o) GUEYIS Jaidal) 3345 159 el cuaad) 3 v/
underlying cause of your intracranial pressure, which could be an infection, high

blood pressure, tumor, or stroke

complications ICP <\iclaa(]

Seizures adiay) ciyell) o

Stroke 4l &iCu o

Neurological damage (swasdl Hpall &
Death ciga &




: Definition < 23!l =
1JSE o jgdat Aagaad) Jala Jakiall 53431 5ol AajDlie ga Aaganll JANS dyaal) Bl gl e
i g\m
. dazaal) JA) sl g
S Ay (hgdd
. edbed) Aadl) Cuaal) ‘_,A BN
L and) Chiaile 8 ) plod] M iy ALK Labas g yia e conedll o
‘symptoms and signs <iladlall g ya) N =
L oddia plaua e
Ay Ghedd ) g3 5 ey cuas dagda dady o
. Sbbc C,,glkc Jgdg ¢ &‘;l,{é! o
. (CSF) b &1.63 S

) ) )
0’0 0’0 0’0

4




: Diagnosis yaxicdll =

(CT 85 £ ok Ciall) Jal gl gl Y 5 AY) ol L ¥l can
Db le gl CT
bl aaa BB g Y cAliSaa g Y
ALl dadg (o iy Gmladly (Bubile Aadl) gl ol )
: Treatment gl =

C oSkl ARAN g5 e

(PARYSEVIARY) [P 5 LW

. 4 padl 3,480 )i dicventriculoatrial shunt sl sk 4al ol .
: Prognosis J&Y) =

. sl uanlly Lla) daal 3B o<y ¢ ANA ddaa Bale (agall e

O O O O

Ventricular Catheler
Ventrickes
- Shunt Valve

Pertoneal Catheter

Pertoneal Cavity




Headache of low intracranial pressure —isdll Jila ladl) (aldss) £laad

Al (568 padal o Gl g5 s LIS Guaage
L g glly il g LBILYL) Cidge
1 paldady) Slade

S 34 S ladl) Jilud) ) (Bl e
uakaial) b e

il e

s g kadle

Adlal) 558 ala Jslaas cu pudill (Cplsl) ) glif)liSa + i) g + dal




s Lo gad A AW il ) e Lary duite gl A8 Laal) (laf ja¥) aniai-
ischemic Stroke 4 LidYy) L&) -9
Hemorrhagic Stroke 4: il 4.4 -
: Jis Cerebrovascular anomalies 4l 4le gl) <)l gAY - ¥
intracranial aneurysms «aalll Jals aall cilgal o
S . (AVIMIS) L) o) Ay ) il g3l
(CVA) Lelaa Liile g Uidla panliy ) (Lo 9 uand Ml e cuad (alde S dudill) il -
(o Aanl) () oY) AT g () 65 auday e ST a9y aal) Gl 4B S cerebral ischemia (&l JUERY) aad; -
e..ﬁ\ Ol 28 g La 1) g Energy Failure gél.hl\ el Egan de g.“ﬂl..u G sSalall il guuantl UESEY |05 o) 65 oy guiad
. Sl maadl) Ciga of infarction sliia¥ Uil g5 G ga (583 auday (e ASY Lalad
e il sl g MY b ladde -
emboli Gaa (& 3 ol 4xall 45 397 2 Thrombosis 5>
L) g Al oyl el ani W geika
intracranial Hemorrhage <iadll Jals Gajil) aady -3
o Ol A (340 e Bladll Jsa ) s i3 e

(o) st 32y 02208

A



The Meninges and CSF
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Blood supply to the Cerebral Hemispheres
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Premotor/Supplementary Primary Motor Cortex
Motor Cortex

Central Sulcus

Frontal

Functional Areas
* Primary Motor Cortex
* Voluntary Muscle Mvt.
¢ Premotor/S.M.C (MAC)
* Planning/Coordination of
Movement
* Frontal Eye Field
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Frontal Eye Field
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Cerebral arteries distribution vs Corticospinal tract
Motor homonculus

Primary motor cortex

2N Subcortical
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Distribution of cerebral arteries

artery (MCA)  artery (ACA)
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Optic chiasm U

pre Internal carotid artery (ICA)
O ; Middle cerebral
artery (MCA)

Posterior communicating artery
Posterior cerebral artery

Superior cerebellar
artery (SCA)

Basilar artery
Pontine arteries

Anterior inferior
cerebellar artery
(AICA)

Intracranial
vertebral
artery (ICVA)

Posterior inferior
cerebellar artery
(PICA)

Anterior spinal a.

The intracranial vertebral and basilar arteries are depicted with their major
cerebellar arterial branches, including PICA (posterior inferior and cerebellar
artery), AICA (anterior inferior cerebellar artery), and SCA (superior cerebellar
artery).

produced with permissi
diagnosis, and
Science.

from Caplan, LR. Posterior circul: di Clinical findings,
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