AEMI-PLEGIA

e from — (ontra-lateral (ortex

e Jo — lpsf-[ﬂterﬂ’ ( s ﬁﬁ}fﬁr ﬂ?f Brackial ;f’ema’ w oase qff &t i”eﬁhﬁr/

“Where iothe lesion !
> (CORTICAL  MCAOccusion fugin stom’

IONOPLEGIA AR r il CORTICAL sensory LossQMCORTICAL MANIFESTATION

V_H IN THE PARALYZED LIMB o Aplissik. MDvetlia”

Wide distribution of  different Bl Supply of its areas. |
Betz cells in area 4.

¢ Conj. eye dev. 10 same side of lesion.

* Medially by ACA—> LI, as the sensory area is
o Laterally by MCA —> Face 6 UL ear to the motor area

» CAPSULAR

¢ Mortor Jacksonian yts. “Focal epilepsy”

« hemi-plegia / hypo-thesia (opp. side) coniagaa eue clay t one st
7 - 12 (N = UMNL (opp. side) o psidatraln cortealedion

(12) Tongue dev. to (same side of bemi-plegia) o  coutp-latralin pontine lSion

(7) Mouth dev. to (same side of lesion) N S

« homonymous hemi-Anopia.

> BRAIN STEM ‘doesnt apwear on Clecon”

o hemi-plegia/hypo-thesia (opp. side)
I, =2 MNL According to site (same side} 1>

Hyper-venmlarion: CN %10,11,12

1) DKA, pupil Dilated pin pointed ,  offoction of symp. Chain” normal
2] L. cﬂnjgte eye deviation to opp. side.

B _Bbision, breathing Ataxicbr.
i : | .
BROWN—SEQUARD § lwiltrallson

“SPINAL HEMI-PLEGIA” above (= T
o AT!LevEL Moror s LML (sameside) Dissociated r -
SENSORY'® s Losso[TLISENSATIONS.  (sameside) w| A ] u

LW 1,2
o BELOW! LEVEL MoroR —» UMNL = (sameside) 3=
SENSORY —» PC? ouch, ' .
NSPino-TH. ¥ loss of pain & Temp.




Qromatc onset

~What ic the lesion!

i hge &-Embobom
nflommatory - Vasculor SOL
onet / Cowee | Acure / Regressive Acurte / Regressive Gradual / proGRressive
cerebro-vascalor Stroke '
CauseQ Encebhobie - (lbscess L y Ceningioma - Gloma
I—'I—,,I . i
oo hge S-locundr i L e [ _
Wewigiabintoton |, """ J thrombosis ) 1CT )
2F = FEVER - FITS | | . 1 "4 Ps .. see later
r HTN--- DM. [ M;I’D | ‘1] Atherosclerosis.
= .| 2) Vasculitis.
Bl. Tendency. " AF-IEC | i TN |
| _": ACUrYSI. LA Myxnma? 3l Thmmbﬂphiﬁq.
> Qges of hemi-plegio
[ QU hemi-plegic
7 besttme for aorty dote
WM fﬁﬂmdgmge’ ft&}@ﬂ&'ﬁc Qﬁige“
égpo—zbm Ef” h[pﬂl" -tonia. (clasp knife spasticity) ; Hact Sﬂém
| ,‘r +
@m-@é@ﬁﬂ ( 2! h!EEFfEﬂEJﬂTﬂ- (extensor plantar - loss of Abd. R.) At 10 -3¢
A tact e
= - _3)(A weakness) s e
I- | e D >P
Q0ICh GOr SGHS o Abd > Add.
1 of dderodzation ® UL (ext. > flex.) LL (flex. > ext.)
= | e 4) Sure signs of A tract |
UM;"’I‘ T l o Extensor plantar - loss of Abd. reflexes.
H oo 5 l L\ e Clonus = Ankle - Knee - Wrist y
e UL = hoffman - Warenburg - Finger Jerk. //
I 1) CT Scan if Normal ..... MRl 1o derecr Recent or Lacunar Infarcrion & BS lESiﬂN)\
NVEST.
2) EEG — focal epilepsy.
UL — HAexed — Adducred.
prolonged bed rest: LL — Exvended — Adducred.
Com pﬁCATio NS 1) BED SORES. PSYCHOSIS. (olandl (g5 4da )
of hEMi--plEqi A 2) CONSTIPATION. DVT — PULM. EMBOILSIM. U
3) OSTEOPROSIS. WASTING -

AnTI-VIRAl

“Acyclovir InF.”

Irectment of hemi-blegio

(Dehydrating measures + Care of coma + Sympromaric + ...)

InFarcTiON = AnTi-coag “hieparin” + Anmiplarelers

Hqge.— conserve bur if huge hematoma — devacurion.

Surgical
ResecTion.




PARA-PLEGIA

“paralysis or garesis of both LL” —
Para-plegia may be due 1o: N
® Focal — e level
SPASTIC FLaccp _
® Systemic —> No level.
DUeTo UMNL UMNL LMNL e isentiered] =% Rindtevs]
(FLACCID STAGE) T R, = I Lo S/
> CI./P of Para-PLEGIA WITH LEVEL
> AT!LEVEL i MOTOR — LMNL—> hypo-tonia/hypo-reflexia/marked wasting.
SENSORY —> Loss OF ALL SENSATIONS.
> BELOW ! LEVEL
o« Moo — > [V
eoarty glaccio slage lote sbagtic stige
v" hypo-tonia. v' hyper-tonia. (clasp knife)
v" hypo-reflexia. v' hyper-reflexia/ bilat. extensor plantar
v’ weakness ... (chemi-plegia) ... Gait
o SENSORY —> L0SS OF ALL SENSATIONS.
o SPHINCTERI ?:
( IF BitA T-IESIGH) GRADUAL—> AUTOMATIC BLADDER,
M COMPLICATIONS &TTT = as Hemi-plegia + [T ot e Fv v 8 U0 | VA 2 T2 T R 0 T S (e 3
SYSTEMIC CAUSES OF PARA-PLEGIA
GRADUAL / PROGRESSIVE.
N

Orhier Causes of Systemic Para-plegi

A

1) BI-LATERAL/ SYMMETRICAL.

2) AFFECT SC BELOW UPWARDS: EARLY —3 PARA-PLEGIA WITHOUT LEVEL.
LATE —>QUADRI-PLEGIA.

e SCD=7Ps {pernicious An.)
® Pellagra = SCD — PC,  (pellagric rash)
¢ F. Anaxia = SCD + Cerebellar.

¢« MS & MND.

3) SELECTIVED SPHINCTERS & ABD. REFLEXES ARE SPARED.

—

SCYP) = 8,, det

Neurological
Blood x PS'lI
PERNICIOUS ‘ Pyramidal Tracr PN PC

ANEMIA, I I I

"qullﬂ“" . :
1) Ankle R. — lost dr PN. Glove & Stock SENSORY ATAXIA
2) Knee R. — Exaggerared instead of hypothesia 1} ds gilly B 9
being preserved dr A _1ract [Esion




ans’ez‘/ course

causes

Qn{ffarg

Acure / ReGRessive.

(wholk Qeqment)
VIRAL — AUTO-IMMUNE?!

2) GB $.
?) Enceplalims.
4) MS.

25ISY!

_

1) AT LEVEL

2) BELOW ! iFvEt

LOSS OF ALL SENSATIONS.

Level = mulriple segments.

! Acure / ReGRessive.

o soino-tiabamic — 09 Of bin E-tmp
o L onared — preserved crugle touch

NB: Ascending myelopaliry — Quadri-plegia. “Emergency’

goca[ SC [QSiOﬂ! - para-plegia ¢ level

“Vecculor

COmPIreQon

Gradual / progressive excepr (LI LWL {3

extra-medidory

1) “latbrod

o Poit’s disease. “IB”
o [Tumor, “MM / Osteoma /27"

e Trauma “acute onset”,

2) Dut-
o exira-dural — [leukimic deposits.
o Dural — Meningitis.

o [ntra-dural — menigioma,

ccc. by: good prognosis

1) RoorpaIN EARLY

2) SPHINCTER DIST.  LATE

3) Moror ASYMMETRICAL
4) SENSORY EARLY SACRAL

wtra-mecliory

(Gtogic around the centl conpl o4 SU
inlower Ce S ubper forcic seqments)

AL 3Aks!H
Sengory loge patier

o0ty ity

acket hypotesia oty bara-blegi
bec P ksoared  (agimsiy)

Steroids — ACTH.

2) Acyclovir infusion.

1} CTscan / MRl To exclude (compression & MS for early diag.)

/ with ﬁ?dﬁ?ﬁfkfhﬁ' ff;/iﬂ#’ééﬁéﬁ’i'f/

2) CSF = InHam. changes in TV myeliis.

care of sphincrers.

1) CTscaAN /MRI (rOREARLY DIAGNOSIS)

2) CSF... coior

7 TPROTEINS 3 SPONT. COAGULATION.

UL CELLS N ~\T0-ALBUMINI

1) Sympromaric,

—> XANTHO-CHROMA.

DD of Diss. sensor ln

1} Anr, spinal A, occ.
2} Early syrinGe-myElia
3} BrowN-Sequard$.
4} Lar. Medullay $

FROIN 5.

2) Surgical decompression early in Exira-medullary.




. rODZ%g

MONO-NEUROPATHY | MONO-NEUROPATHY MULTI-PLEX POLY- NEUROPATHY
T N. Trunk iIn 1 limb > 1 N. mrunk in 1 Limb h. familial .AUTG’ I 10
. IMMUNE |
« DM A lanlt , SN !
= PMA GB $ /1) InHam, — Viral/ Sarcoid .
o Trauma, o DM | _ .
' ’ 2) Merabolic — DM — Uremia.
o CoMpREssion. o SARCOIDOSIS — AMYLOIDOSIS 3) DRUG —> INII / lead / Alcoliol.
“Carpel Tunnel $” o PAN— LEPROSY. 4) Nute. — SCD / Pellagra.

7) CT Disrast — RA/SLE ... |
\ 6) Vascular — PAN. |

PERIPHERAL - NEUROPATHY

| : =
1) Moror LMNL = hypo-tonia/hypo-reflexai / wasting. _/_’) Bilar. & Symmerrical

LMNL Weakness
2) SENSORY SUPERFICIAL = PARATHESIA THEN —_—
D > P Ext. > Flex.
Deep — DI ORI — Vibratio foct Dy (Malsct: - Stplid precess) I AL ;” LB ;
8 fr‘.‘.\h & ) —> Procerved P, (ASIS & Claviote) . P;NLIE / ] [ Hand & foor
(WHILE PC IN FOCAL LESION — L0sS$ OF ALL DEEP SENSATION PX & Dx.) ._IDRSEWEd Knee R. | _dn;;_p. .

l Gair

3) AUTONOMIC  (DIARRHEA / CONSTIP. - GASTROPARESIS— IMPOTENCE — ORTHO-STATIC HYPO) (i )
| (HIGH stEppAGE

DIFFERENT TYPES OF PN

DIABETIC NEUROPATHY GB $ PMA
LL ANGIOPATHY OF VASA NERYORUM: InHam. Demylinaring D. of PN | H. familial
é’fOngg @ ¢%¢0W§Eﬂﬁ of catbhger § —> Thick BM & Namou buseon AUTO-*iMMI.I NE (AD )
o B Sorttel pathuny >l Touic o B, post —viral ?! (1-4 wks)
onQet / COwQe Gradual / Slowly prog. Acute / ReGRressive Gradual / Slow prog.
Heurobit T _ InverTed wine shape of calf.
s Diabernic Triopathy 4ever—» ten Cleute baro-btegic - s icau
1) Moror/ SENSORY MAINL MorTor MAINLYBUTP > [ joTOR MAINL
SENSORY o EARLY - Mono NEUROPATHY. . FROM LL - UL - TRUNK.
o LATE > Poiy NeuropATHY. I/ (1 ARESPIRATORY MS. “EMERGENCY’
2) AuToNomic v’ v’ v’
3) [} “ocular” 3 4 6 - Dot 7 BI-LATERA
TREATMENT
DD of Bi-lareral VII paralysis
1) Conmol bl. sugar. 1) Plasma-pharesis. “choice’ 1) Bells palsy. .

2) Vir. B complex. 2) 1Y v globulins. 2) GBS

* ids 2!
7) CBZ for s. parathesia. 7) Steroids ?! 3) MS.
(ﬂlt GANAapEmiN) Invest.= CSF —> Cyro-alb. Diss.

4) Sarcoidosis.
EMG / NCYV. \ o




PARKINSONISM

"Deceneration of pigmented Neurons in SN & BG — DopAMiNO

No sensory loss.
Idiopathic ‘ h. Fawmilial 2% 10
No specitic lab I | 1 ' No Fasciculations
invest. is required _ i — (Bragliceis ouly)
except if Wilson’s is paralysis ; | 1) Atherosclerosis.
i Wilson's D. N
suspected. AGITANS 2) Post-encephaliric,

%) Drugs: Anti-Dopaminergics As
haloperidol (11, of Schizoph. / Mania)

v D >P, ‘Chorea St s
v’ Regular - Rhythmic. “Dill rolling”
v coarse. “TAmplitude |  Frequency”
P v Testress & v during sieep.
RiC.idiTy “P > D" BRAdY*I(iNESiA “ slow Movement’

o Lead pipe or cog wheel. “if interrupted by Tremors” o Mask face.

o Flex. >Ext. — gorilla like attitude o slow monotonus speech.

o Difficulty in start of walk — short step gait. (shuffling with propulsion) o no swinging during walking

o CANTRESIST PROPULSION & RETRO-PULSION.

OTther ASSOCIATIONS:

e QOcuto-GYRICCRISIS — SUDDEN SPASM OF OF CONJUGATE EYE MS. UPWARDS.

o  GLABELLARREFLEX (7% CN) = PERSISTENT.
o [L-GRAPHIA. ... POSTURALHYPOTENSION

Cuinicat TypPes

post-encephalitic paralysis agitans Atherosclerotic
o AGE ANY AGE 40-60Ys > 60Ys
o ONSET& COURSE ACUTE /REGRESSIVE GRADUAL / PROGRESSIVE . GRADUAL/ PROGRESSIVE
o (L/P RIGIDITY = TREMORS TREMORS > RIGIDITY ' RIGIDITY > TREMORS
o ASIGNS v WEAKNESS, “DT CEREBRAL ISCHEMIA”
[rectment of, oorkinSoniom
I Bradvykinesia | Tremors / Rigidity | Orthers
f ' | ) i
Dowaine & e S 1) Bps.
| | o | | 2) AmanTAding .M. Relaxans.
[ Do orSinemer ~ S/E = Deleirum / Dry mouth / Arrhythmia ‘ 3) Surcical adrenal 1. in SN.

| Rerention of Urine ... Supra-pubic dullness |

I"'-a__ ..-*“j




choreq

ol movement &t T dobamine in coudate mclens of BEG*

Rheumaric ChoRrea HUNTINGTON'S CHOREA

“Sydenham’s Chorea = St. Virus's Dance”

Causk 1) Major crireria of Rh. F. h. familial (AD)

2) Never e Arrhiritis as it occurs _v. late (Normal ESR) Degenerative of BG & F, lobe
AGE | 2-12ys. (%> ) 70-40 ys.
Types 1) Classic TypE.

2) Chorea mollis — sever hypotonia.

%) Chorea manical —> sever emoTional excirement.

4) Chorea gravidarum — £ pREGNANCY.

7) Chorea gravis — INTeRFERES € sleep.

A Qg Dowtlobe  BG

2) sudden. ferkRy - sem-ipurpose atoi U

3) Irregular - Dysrythmic

9 T estress/ v esleep /l ok,

v’ Grimacing Wewory it & Dementin & ovement

v' Unable to keep the tongue protruded cbrormalbdguior  beuchogio
without being supported on bis teeth, .

| v’ SCAPHOID HAND.
v PENDULAR KNEE JERK
v DANCING GAIT.

Haloperidol.

“ro control symproms during this period”

2) HEMI-BALSIMUS Sudden violent mov. Of the limb. Sub-thalamic N. Haloperidol.
7) DYSTONIA Torsion like mov. Of one limb or trunk. Wilson’s | CP | Pheno-thiazines 1) CBZ.
Dute to slow sustained ms. contraction Prim Peran = Meroclopramide 2) Asmi-Ch.

7) Borulinum Toxin.




TQ&’

Eriology
Wall lumen
| !
i Emboli
i - "Rapidly dissolve"
| W
Thrombosis / Atheroma. | [ Poly-cyrhemia
Vasculiris hyper-viscosity $.
(m:PAN/F:SLE) ) | e SCA
) e are W

InvesTigations of TIA

of TIA

-
i

| 1) CT scan — normal. |

2) MRA / CTA &

Duplex scan for
Carorid vs. or V.

e

RBA‘SHAR SYSTEM.

.
b

of RF

T T s 8

I’ 1Y ECG, Echo

2) BS - Lipid profile.

3) ESR —Markers.

4} CBC = polycythmia HE & RF

. = hyper-viscosity $.

iy
e

RI
———
/e Old aqe . N ; :
. | i  GENERAL f TIA Occuns i
e HypERTENSION. 1 | PR S—
Gk e DM - OCP. - .
- IMOKING. o Malcolol "1) MOTOR > heaviness Then “ |V. basilar ‘ Carorid
e Hyper-cholestrolemia. o COX 2 (’_)' MONO OR HEMi-pARESis I I
. C(}lll.AgEN d.— "‘ 2) SENSORY —>  hypo-thesia. . N\ ( Unidar. )
e 3) (N Dysarthria., diplopia, araxia Transient blindness
\ Deviarion of mourh.(7-1 2) & syNcopE . (AmAROSis FUQAX)_J,
[rectment of Strokes
"of Rl + Care of Coma + ,...."
Dehydrarting of InfarcTiON of hge
MEASU RES - . N @ | 4 I‘. =
- | I “1) Anti-coaq.  # if (bl. Tendeney - hgic infarcrion - s. HTN - IEC) \-. Carorid ! | Avoid drugs Thar ]
i : joa . inTerfer with
X r— 2) AnTi-platelers = Aspirin (200 mq/ d) or Dipyridamole. Erl ARTREC_TOMY! IN;TS;;E”
THEN Low dose Aspirin. (Clopidogrwl it Aspirin is #) in ICA I
2) Glycerin oral. OIN . | = NEUROSURGERY |
YYD > CCB "Stugeron". STENOSIS ~

7) Mannitiol = # in

., 4) Piraceiam (Noortropil) — —> improves RBCs defeomibility

i #
o =

= \.5) Thrombolyric Th. — TPA. Y,

—> improves mental funcrion,

Cl./Pof 79
“ocal neurcl manigest?




lybes of hgic Strokes

CEREBRAL HGE

> BVs, Rupture of Corrical Veins
> CAUSE 1) HIN. 1) Ruprure of IC Aneurysm. (Berry's). Trivial Trauma Trauma with linear skull vauky
2) Anmn-Coagulanr th. 2) Ruprure A-V malformartion. “pass un-noriced” Racture “Wound in scalp”.
7) Ruprure Cong. Or 7) Hgic blood diseases.
Mycortic Aneurysw. 4) Cerebral he —> bl. reaches SA space through RF = Old age — Alcoholics.
the venTricles.
> CL/P According 1o 1he site of hge. 7‘ i Loss of consciousness for
riod! .
TICT | meningjedd irritaton ‘ cemémM|
1 | N | pe—— e Usually asympromanc lucid inTerval
; Quclclen QME  Neck Rigidity occurs | [ Focalsigns | I il

|
abrer 12 Hps - B CN
&t Gyois of eseqped KBCe i CSF | | + hiemi-plegia Chronic hemaroma. Cowma.

| geadache

> INveEsT. CT Scan — MRI + ({88 ST Y T3 gl 242 6

> Treatment | As sroke Of the cause + ..., ConseRvATIVE EMERGENCY.
1) Analgssics. 1) Conmol BP. “Drainage Through
2) Anwii-fibrinolyrics. 2) Awni-Epileprics. Skull burr-holes”
¥) Sreroids 1o |\ Cerebral edema. %) DehydRrating MEASURES.

Nimodipine (CCB) — VD of cerebral BVs,

# Radiological IntervenTion To (-) Relapse.




anfara?’on = " Vaccudor occluion

MCA  woen

."—:l_ _“_ . ] - C r
I L1 i '_-'_I-._ .
= ' N
i | "
I S -'.L' ..'_- 4 T II\MII
& ey - -.I: P e o L= -

e cortealor. CopSulr br.
Waternd aspect” it S-post b’
P Otornod covsule aggection
%ﬂ@ﬁ@b& lemporal lobe Lhrietnl lobe {
Mownoprieciain ~ CorTicALSENSORY  CORTICAL hemi-plegia hemi-
Face-[TNXTY,  L0SSOFFACE—UL.  MANIFEST. (face—UL-LL)  hypothesia

¥/ 7 (both limbs )
FACIO-BRACHIAL

omi-oleqi; but UL >> LL bee. Corical >> Coapulor weakness,

“main Stom?
cortcalbr. copsulorbr: 'out. lmb only”
U J
< lrontol lobe ”ini:éaé’ag,@ea" Onternal copsude affection
MONOPLEGIA IN CORTICAL SENSORY CoRTICAL ‘ ‘
LL onty 10ssINLL MANIFEST. Mono-plegia hemi-anashesia
hedry inconthence! (face — UL only)
(blodier conte) omi-blegia but LL >> UL bee. Coreal >> Capeulor weakness.
“min Stem?
corteal br. cabsulor br:
loccipital lobe” WWQZMW

licdomic S on opp. gide

Y.
*%
holomus Snternal copsule =6

Y Y Y

THALAMIC PAIN HEMI-HYPOTHESIA CHOREO-ATHETOTIC
(BURNING) MOVEMENT.,




-/Vmébro bosilar (hgaﬁcd@ftcg

POST. INFERIOR CEREBELLAR A = PICA = %t aovect of ) S Coroboellum”
LATERAL MEDULLARY $ = WALLENBURGE $

CEREBELLUM

SYMP. CHAIN

“HORNER’S $”

9
s RUE-BULBAR
y PARALYSIS

11
12 TH
SPINALN.OF5™CN
FACE

LOSS OF PAIN & TEMP. E
I PRESERVED CRUDE TOUCH

SPINAL LEMINISCUS
LOSS OF PAIN & TEMP.
OPP. SIDE

ﬁs

Cl./P — Syncopre , Bicouph , vomiting . vertigo

f—%

Conftra-fateral [psi-lateral
Quinl lorniouQ begion o cerebellor —3 homi-(lndn).
U > Symp. Chain — homers S
logs of boi & tmperature o4 the

o> QIO HIMNL 5 Jne-bubbor poky

bod (obp. sice)

v Soimdla. O§5mCN — bogs of poin &
Tempertitue Of the 40ce e preQerve Crude 1oucs

lie in the middle of MO. /




BRAIN TUMORS = SL

1) Meninges Meningioma (benign) lRom arachinoid. . ‘
2) Gliomas e Asmocyroma. (benign)

o Medulloblasroma (malignant) “Child — Cerebellum” = ~~
3) BVs Hemangioma. 1% Brain Tumors — 10 %.
4) Neuro-Ofibromas Acaoustic Neuroma of 8™ CN ar the CPA., 27 Merastasis > 90 Yo. P
7) Pmuimary TUMORS. (benign)
6) 17 Cerebral Lymphomas (malignan)
7) Merastasis From bronchus, breast, stomach, prosrare, thyroid and Kidney.
8) SOL Tubercloma — SD hematoma — ANeurysm — Abscess.

— — e ————————

MANAGMENT OF BRAIN TUMORS
----— A A A B A A A A A AN A A s

-|
INVESTIGATIONS IREATMENT
| | | | .
5 ) :
| X-Ray | 1) CT Scan / MRI ‘ Tumor . SyMpTOMATIC
of No Value | —» =+ ConTtrast NepHropathy. — — _
ZT % . | 2) EEG— Focal Epilepsy. Operable ‘ Inoperable Dehydrating || Awri-Convalsants
1) Signs of TICT. \ ) - — s | AGENTS ‘fon Epilepsy’
2) Shifr of pineal body. & ~ W o a— e , :
G) Ca*t of Tumor. /J fn?s?lﬁnlr?f[::} R‘TEE::S;{ L Chemortherapy JRE: Conrrol Cerebral Edema:
HERNIATION 1) Srteroids.
» / 2) IV Manniroll.
) Glycerine Oral.

e ¥




plateau waves:
e Altacks of Trcr

e Dt failure of brain auto-
regulatory mech.

\

o Ppt by sneezing coughing

" ICT = 4 Ps
o [

f/ 1) Persisient Headache,

o Ipsi-lateral OA

o Contra-lateral
papilledema

4) Brain Edema around 1he Tumor dr the j

e locobzing
Qs

BRAIN TUMORS

—_

Depends on 1he

Qalie bocabing |
SGne

6™ CN palsy

“longEest 1C course”

- Venrtricular Dilatarion

® due Top strerch of MeningEs. Actual site of I

® NEVER ExpEriENCEd b4, TUMOR —_— L
| Mis-diagnosis As 7ud - T

e no1 related 10 site of Tumor, [ | | Ponrine lesion. YENTIGEE Leg ENTRICAE

| | e S
'| 2) Projeciile Vowiting. (et preceeded by Nausea | IRrriTatioN THEN — l — - 8 —_
| 4t D of CTZ ix MO s0 wot rebited to nealk) Desirucrion | COMPRESSION ON pr. oN Frontal lobe
\ ), Opric Chiasma & Mic.di ap

| _ —— - gy l is-diagNosis
| 3) Phpilledema —> Blurry v. Ty -

“PARATHESIA”

gostzr (Kt:mn - C[}’ S N 1?“-1.% defecrive BBB of the tumor's BVs,
/> grontal lobe parietl lobe Occivital lobe lemporal lobe
MonoPLEGIA (OPP. SIDE) o SENSORYLOSS HH e macular sparing no effect on taste or smell
> MENTAL CHANGES. (Degais pspohiosis) feontra-igtera) (contra-lateral) (Bi-lateral Represented)
v MOTOR APRASIA. (don. heniphere) WMOTOR APRAXIA Mental changes
& CONJUGATE EYE DEV. (same site) (METABOLIC APRANIA = LCF)
v FORCED GRASP REFLEX. (77 Feftes)
[rritafive lesions
MOTOR JACKSONIAN FIT SENSORY JACKSONIAN FIT VistuAL HALLUCINATION UNCINATEFIT
( FOCAL EPILEPSY) (FLASHES OF LIGHT & FIELD DEFECT) (PSYCHOMOTOR EPILEPSY)

# L“é ﬁz 3 ﬁ JISH




PiTuiTAarY TUMOR

/—/%

11 ICT [rue bocabzing Signe laboe bocabizing Signe
U U
Hormonal manifesf Neurological ~2~ to compression”
,‘,—I—,l, o Ant. — optic chiasma [ ON.
- % CHROMOPHOBE ACIDOPHIL BAsopHIL o post. — brain stem lesions.
Acute pan-hypo-piTuimirism ADENOMA ADENOMA L ADENOMA o lat. — optic tract,
di hge | infarction resulting from U U | o sup. —> Hypothalamus
ruplire Df the weak tumor’s BVs. T PROLACTIN GIGANTISM OR Cusaing D. 7 p()ly'pbﬁgiﬁ
| ACROMEGALLY d
\\ J/ v' Disturbed body temp.
MENSTRUAL No TICT P _
B Parermrre DI o Hypersomnia
BRAIN STEM TUMORS CEREBELLO - PONTINE ANGLE TUMOR

e a) 8™ CN — Acousric Neuvroya (M/C) — TINNITUS & N. DEAFNESS.
¥ " bJ) CEREBELLAR > MepuLL0-BLASTOMA —> Cerebellar Hemi-ataxia
hemi-plagia/ CN “LMNL” (same side)
hyp o?esm (same side) CJ PONTINE GLIOMA. —> SFE BEFORF.
(opposite side) Mid-brain | pons Mo d) MENINGIOMA.

3,4 5,6,7 9,10,11,12




™

© MOOD CHANGES —» cqphoria ivsprte of paraplegia Lhermitre’s ph.
tingling in spine or limbs

® SPEECH —>SLURRED/ STACCATO/ SCANNED on neck flexion di PC

< affection in Cx. region

Cnflommatory demeelinating diceage of the white matter affectng the CNS baring PNS?

MULTIPLE
SCLEROSIS

Cl./P of MS

| BRAIN/ BS / SC CN CEREBELLAR
Eriology ccc. by | |
I —l l Uni-lar. loss of visi e ]
) ,r"Fﬁ____ SIS S _=\ e » ON N STAGMUS f TREMDRS
DT —— [ eage  —» young adulls. (30— 40 ys) Morok o e 3,4,6 Diplopia. Aymx?n & VERTiGO
Slow virus ?! e ONSET —3 ACUTE OR sub-acure SENSORY = ;g”‘:h;j :P :E”f' S . V Nevrakia. | J
* LouRst — REM”;;”L fé’;:iff;; ) SPHINCTERIC — Incontinence ¢ 7
“!'.s e Distribution —> disseminated _ . L & FERIRGP:
. R _/ e 9,10, 11 Pseudo-bulbar Dr UMNL
MANAGMENT OF MS
o Neuro Behicer’s D. (MS like
INVESTIGATION | IREATMENT . =
¢ [Irido-Cyclivis.
v l - l* & ORAl.f GENiTAI. Ul.ﬂE“S-
1) CT Scan / MRI. ' of MULTIPLE SCLEROSIS L SyMpTOMATIC *  Venous Thrombosis. Eg. IVC.
|
2) VEP — SUbHCHNfCA!‘ ON l_I__l - r . B - \ /
\ ) CSF — A IGG ) E}(ﬂii:ﬁ:;inw | PREVENT RElAPSE 1) Spasticity = Ms. relaxan. |
" . | : | " | 2) Anaxia & Tremors = Buspirone. (Nsski)
Pulse Steroid .1 l B Interferon ‘ 7) Farigue = Houxerine.
(Methyl Prednisolone . "~ | 4) Bladder Rerention = Anri-cholinestrase
¥ g "
L 1gm /D for 3-5 dﬂyS)J N p




DISC PROLAPSE & SPONDYLOSIS

ACUTE DISC PROLAPSE SPONDYLOSIS
Traumaric dr lifring heavy object I Degenerarive AF — herniation of NP.
Tear in AF — herniation of NP, + (Osreophliyres — Sclerosis — liping)
T A R Y
SEGMENTS v Lumbar (L,-L;)or (L;—S,) v Cx & lumbar segment

— i

LUMBAR DISC PROLAPSE
"ACUTE DP / SPONDYLOSIS"

—

CX. SPONDYLOSIS

_ < ___,,/_
post. prolapse Lat. prolapse |
| | CAUDA EQUINA SCIATICA
Cord compression Roo1s compREssion - | -' | ;
"Extra-medullary” T Radiculopathy affecring lumbo Roors COMPRESSION
| | SENSORY MoTOR sacral roots di Compresion. scianic N. (Ly 5 5y 5)
* -
Focal SC lesion C, C, T, E ! — I | |
I | | " LL Assymerrical + BACK ACHE | SENSORY | MO:OR
— | = — lr__,.-- = "“h._" ra y | *
. | | [ [ e M LMNL. '
- RHYH | sk e = e || LM.NL = hypothesia + Radicular %&%ﬂ qedd irritadion LMNL in ms.
Sensory loss in lar, weakness iN small ws, o€ diculs T = ;
+ Quadriplegia if in the | | aspecr of forearm. of The hand" | R 0 SRS RARIEIEO SRS loss dr tracrion on irs Roors | | supplied
. Upper 4 Cx. vertebrae. | < < \» Sphincieric disturbance. along back of thigh, leg, foot | | | | =
= —~— | ean’T elevare The leg up | |
- . 1o 90° withour pain + BACK ACHE
INVESTIGATIONS IREATMENT , -
L s 8 - = - 2 = | .
CT / MRI / X-ray MEDICAL Physio-THerapy M |
| (DECOMPRESSION)
| e —— |  —
1) Narrowing of disc space . | 1) NSAID. 1) Cx = plasric Colar. /I ) Cord cOMpPRESSION A sigGns. k

2) Osteophyrtes dr Ca** 2) Ms. Relaxanr. 2) Lumbar => Lumbar Corser. 2) Sphincreric disturbance,
ol the prolapsed disc. ] 3) CBZ / Gaba-penTin.

) | Nrvir > 3 ms. 10 Avoid ms. wasiing.

\ _7) SEVERE RESISTANT pAIiN. )




(DpotMiguise |
Cm(g /‘a(he —— 7 By

fepicodic attacks 04 headacae . uSually anidateral receded by Cura (vicudd. QenSory Or AUDROMIC AL tion)”

e ———,
e 3

Y i
o )
< Sgraine - )
-E.,J__. I{ mmg '\\} -/)|
~— -

,4;

ccc. by

Eriology

_— . - i
F g

/ \
e © 2 &, puberry,

e psychosomaric.
e urban AREas.

e L. familial dr

(GENETIC MUTATION

ON Ch. 19

e ppr. by: Cheese, Chocolare,

- Alcohiol,Stress, Noise, lights.

Treatment of MiGRraine

I—'I_I

!D.URiNq atiack In berween arrack

= e — =
— - - —

o
- -'.-=:|.—_:._

e T — B

< CL/P ot — D
S CL/Y of“-igrome .
h _‘q:‘-a...,___::#&m‘k == P S

I—hr—l

paroxysmal attacks dr Hluctuations of T
2 HI levels in brain YPES
T SHT L SHT HI) Common M.  —> No Aura

2) Ophithalmoplegic M. —> paralysis of EOMs.

VC ol Rebound YD of
INTRA-CRANIAL Vs, Extra-CRANIA Vs,

7) Basilar M, —> occipital headache preceded

by vertigo and diplopia.

4) Hemiplegic M. —> Transient hemi-plegia for DD.

U,

iy

% e ""':

Cluster headache

e B

headache

Aura before! arrack
(Visual hallucination)

"hypo-thalamic dystuncrion"

——

1 19 8 1

) 1 _
\ / Avoid ppr. factors - stop OCP

! Rest in dark guier room

1) BB = InHibir VD. "Indral"
Z2) CCB — CiNNARIZINE
7) CBZ = Tegrerol.

“\_i) TCA = Tryprizol.

1) Para-cetamol.

2) Ergo-1aminE ....MI /
aborrion / Retinal A, occ.

. 7) SUMA-TRIPTAN. ;
- F

4 B

' ) [e Uniclareral
Flashes of lighr .... I & MF:M ' Micrai AUTONOMIC
Scotomaras | ® Throbbing + NV. QRALE Dysfuncrion
e Engorged Temporal A. I I
_® lasts for hrs or days - I - 1
\ - " cover ctioba every XL 50:" &%} " LacrimATION.
wiR or ms, followed by long 4ree RhinorrHEA.
y, \ Deriook ((fm -1 m ) P Conjuncrival inj.




motorEhewronDicense

—

Eriology

ccc. by

Unknown

“SYSTEMIC DEGENERATIVE DISEASES AFFECTING MOTOR sysTEM ONLY”

Cl./P of MND

( Gradual / Progressive \

v’ BI-LAT. / SYMMETRICAL

v’ SC BELOW / UPWARDS. (EARLY / LATE)

v’ SELECTIVE,..SPHINCTER SPARED)

Invest, = EMG

o TTI. = sympromartic

4

UMN TypE

—— ——a

LMN TypPE

I'__I

purely motor +

Fasiculations
AN

BS

SC

BS

I

7

NO SENSORY.

|
Ty

Cortico-Bulbar

CorTtico-Spinal

CN Nuclei

I

' §

paralysis dr
UMNL

1

Lat. Sclerosis

pseudo-bulbar | ( ,,

.

| |
% r %
= - - S
E— ;\b
o
'-'

" True-Bulbar

paralysis dr
LMNL

féﬁ) Hyper-tonia. / Hyper-reHexia \
2) (A weaknEss)

e [

> P

e Abd > Add.

l e UL (ex1. > Hex.)

LL (Hex. > exr.)

| 3) Sure signs of A Tracr.

\ 4) SC from below upwards. ... /

/ prog. ms. Atrophy:

SC

I

AHC "LMNL"

| I

e Hypo-ToNia.

e hypo-reflexia.

e marked wasTing,.

@ Fasciculartion.

MIXED

:

Amyo- [rRopHic
Lar. Sclerosis

———

LL

——

UMNL

LMNL

r

- hyper-Tonia
" hyper-rellexia.

WaSTING.

Fasiculations. |

Weakness.

2,10,11,12)
Palatal & ph.
Jaw ReHex

(path. R.)

UMNL =
ExaGgGerared

+VE IF Bi-lar. lesion &
above pons “origin of V. N.”

Fhoeudo bubboar babey

lesion

lrue bulbar by

Quadriplegia

o Tongue

v

NO WASTING OR
Fasciculanion

WASTING OR
Fasciculation

" UMNL +

LMNL

"ExTENSOR
plantar"

F
--"-




 +ve FH starts at young age.
« Gradual/Slowly prog.

o JSUis proxima

/

A.
b.

C)/MQODQI%(QQ \_1

DD of purely Moror diseases

\

MyoTtonia

Myasthenia Gravis.

MND

Parkinsonism /

Dicenges of the ckeletal me. paring the CNS & PNS?

1) @S aystrophy = Degenerative, XL-R

2) me@ = PMR - polymyositis.

3) Fhriodc POrolyRs. = AD (DD of MG) 4) g indiced. = Malignant byper-thermia.

1) Clumsy gait.
2) Inability to climb stairs /
pick up objects from ground.

3) weakness of certain ms. /

5) Qngé’amazbry = PMR - polymyositis. 6) (oxic %ao,@az?fzg = Alcobol — Thiazides — Vincitrrisine.

7) Gwlocring! = Grave’s D. — Cushing $ - byper-PTH 8) Uiyotonia - IMyasthenia Gravie.

"

/
" e Bi-lareral / Symmerrical.

e hypo-tonia / hypo-retlexia

* & GIUTEUS MPAKIMUS = GGWERFS SiG_N.

"purely Moror" e Exrensor ms. of The TRunk = Lumbar lordosis

N o - e Abdowminal ms —> Por-belly abdomen.

/ marked wasting.

e P> D

| (as LMNL bur P > D)

H\H"-\.

\

.

@ No SENSORY loss.

/| ® No [asciculartion.
il (10 exclude MND)

o No sphincreric manilf.

T Y

/

-

e S dols s der | Sl izl
e
/ - _ - ~ \ [ § & , l )i Pseudo- )
GENER&L Ms. WEAKNESS i o Serratus ant, & Trapezius = Winging of scapula, ¢ Pecronalis Liends FASL'.ICIO - STADU O - hyperirophy
o Glureus medius & minimus = Waddling gair. S Ui Duchene y

Calf ms in LL &
Delroid ms in UL




clical fypes of e Dystrophies

I—I_I—I

UL > LL LL > UL RARE TypES
Shoulder Girdle Pelvic Girdle . |
Distal, Ocular
Type , lype b
P TN Facio-Scapulo Atrophii Pseudo-hypertrophy
o Humeral B g (X-LR)
o - T
Erb's Landouzy Duchene Becker
IIARII |IADI| |
= i Onser 17 decade 2" decade
SEVERITY SEVERE mild
ECGC + ve dr No
Cardiomyopathy
death Early. Delayed.
Dystrophin Absent. Muration.
GENE
MANAGEMENT OF MYOTNIA
INVESTIGATIONS IREATMENT

1) T Crearine / VCrearinine in Urine bec. | |
#E, oK ¢ melabolire Crcative U (reatimie.

2) Ms biopsy

Vitamins, physio-th.ms.
Avoid Obesity.
Ms. Transplanr.

3) EMG - CK [ fraction especinlly e Dachene )




PROC . € J Svo

Joall uay dbae & Hlud

MYASTHENIA GRAVIS

“NM] disease = easy fatigue of skeletal ms. on repetition of mov. & improved by rest.”

MG Cl./P of MG

2D +2T

(Weakness i s..) (AssOCIATION)

Eriology ccc. by

Auto-IMMUNE D. i § : | : et . Thyro-TOXicosis oR
—sThymic Ab (16G) amacks i —> YOUNG & Diurnal variation Descending march ¥
A.ch rReceprors AT THE ONSET  —> Gradual Thymus ++
NMI. , | I I S !
* COURSE  —> PROGRESSIVE | | - | /J\
= f 1) Bener in 1he morning, ! 1) Ocular ms —> prosis , diplopia " m N
(WORSENS € MOV. ) 2) Bulbar ms — dysphagia , hoarseness .
2) Easy [arigue on UL LL — (P> D) 1) Mediastinal $ |
REPITITION Of MOV, : — 2} pure Red cell aplasia.
E 3) MG

]

TREATMENT

ROUTINE INVEST. Bed side Test for Myasthenia MEDICAL SURGERY

10 exclude other

LAUSES ol farique: |_|_I I o F |_|_| p— l 4

—— — S, ' - : . N
- — ]_ - - Inducrion of DROSTAGMINE ' 1) Same as Myotonia | @TIHCHE,IINEbETﬁRASES AbS Thymeecromy |
"1y cBe. '- fariGue | (EMG - CPK - M. biopsy) o 1 'Good
2) LFTs & KFTs, ~ | L | 2) CT Scan Thymus. _ . _ 13 Sreroid ™ | Prognosis"
3y BS " Ask the pr. 10 5) ANTi-ACH. Rs Abs PROSTEGMINE DYRIdOSTEGMINS } STEROIS, \ P
' count from 1 Till IMPROVEMENT / 2) plasma pharesis.
AT 1, TISH, 20 ... words & ¥ : I I "esp. IN Crisis"
o | beepie 66 ok rRApid ONSET / ] laTE ONSET / I
: __shHoRrt ACTinGg long AcTing L‘uz ) IV la. o




Cmyastienic Crices Chobunergic Crices

e Cause Neglecring TTT. Excessive TIT.
e Etiology I A. ch. ar the MEP TT A. ch. ar the MEP
e CL./P. Severe weakness weakNESS
anENTilATinN & RF | nvmﬁhﬁnﬂ

e MuscaRINIC * v Dumblss |
e Edrophonium IMpROVEMENT WoRrsens,

T A. Chﬂlins |
e T1T. As before AmopiNE + venTilator

2 yasthenia (Eaton lombert S) Cheonatal myasthenia lovic CMyovatiy
e para-malignant $. v’ neonate of a myasthenic mother. v' Borulism.
o Improves e repetition of mov. v' CL/P — weak suckling & cry at v Tick paralysis.
e ccc. by: Not diurnal GIriR. LOPpY enIGRT v OP.
Nosrvlesouriding v’ Recover within 2 - 6 wks /' AG.
No response to prostegmine. TTT.: ICU + Anti-Ch. esterase + plasma ph.

FAMILIAL PERIODIC PARALYSIS (AD)

1) Hypo Ktype — CHO induced (ttt.: Y CHO, K supplement)
2) Hyper K type — K induced (ttt: Ca, ttt. Of the cause)




CWQOZ‘OM

'deloyed muscle relosaation agter contracton”

oo O VBN 1 hr0ves by repetition of mov. - Warmih & worsens by cold

e voluntary  — ifthe pt. clenches his fist — unable to open bis band rapidly.
o mechanical — Tap thenar eminence | Tapping on tongue — contraction e delayed relaxation.

o Electrical — 2-3mAmp. Is enoughto @ ms. contraction..

Types of Myortonia

Myotonia ConNGENITA Myotonia ATrophica
FH +ve FH = AD Sporadic
ONSET v Childhood v Adulr.

MS v Pseudo hyperirophy v Amophy esp. ufm / DD of Eacial wmkﬂes

as in Chronic LD. 1) Facial paralysis.

Dystrophy | ¥ No v Cararact  Baldness Testicular 2) F““i“’E‘i“P”l“‘lf_”E““l-
3) Myoronia Amophica.

. = - 4) MG.
Phenytoin. “EpaNuTiN \_ -




EPILEPSY.

* & ] _-\
"oronyemal attiacks of dectrical actuity in the brain. (broi arrtytimio ) Diagnosis is based on
i 2 unprovoked seizures
— ( may be conulive or non-convulive’ o »
Quctilen onset / 044get free
in Oelveen ATOCES T A, from
Schizobhrenia - —
" .

Classilicatrion ol Epilepsy

Iﬁ_lﬁ%

ParTial OR 1% Generalized Sratus Enilenricus RECURRENT
focal seizure SEiZURES PHEP PATTERNS
| - |— — ______ B lamn — I - ' = .rfr — = - —i_ S =\ e _‘I'V
' 1) Simple partial = acc. 10 area affected. | | 1) Tonic Clonic.  (Grand mal) | i 1) Tonic clonic starus. (Grand mal) I 1) Sporadic.
2) Complex partial — psychomotor or 2) Absence seizure. (Petit mal) : 2) ADSENCE STATUS. (Perit mal) | 2) Cyclic.
Temporal lobe epilepsy. T ' 3) Eplepsia parrials continua, | . o |
%) ATONIC SEIZURE. focal Eoil ?) Rellex (musicogenic) '
%) 2% generalized partial seizures. | (focal Epl EPSY)___ | y

—

I 4) Myoclonic Seizure. N . | ¥

| (Menabolic as Uremia / LCF) |

/




@ ~

CallSes.
» Head frauima.
o Abscess.
» A-U malformations.
o TUmMOrSs.
\ o Cerebral inf. / he.

EPILEPSY

~ ™~

[diopathic

—

10 U099 Of CONSCIOUSNES?

| “dpenco onaren aggect

L

1) MOTORAREA —> recurrent contraction of
cerfain ms. (fingers, arm, face)

2) SENSORYAREA —> parathesia, auditory
or visual hallucinations.

3} LIMBICSYSTEM — Deja-vu, & Jamais-vu.
+ sense of fear.

4) AUTONOMIC —> recurrent abd, pain.

U083 Of CORSCIOUMEI
\ “evisodes of obnommal behouior” |

K

1) AURR — unusual smell. (burning rubber)

2) AUTOMATISM —> siop activity + minor motor
activity eg. swallowing, walking aimiessly.

3} UN-CONSCIOUS SKILLED ACTIVITY eg: driving car,
playing music.

4} AMNESIA for events during seizure.

l—]—_l_ _—
79 Gnereadized

I'—I—l

Crond-mal pett —mol
(" lonic (Yowic geizures) (0bgent Seizures)
 “Dromate lo9e of conSciousness 10 00899 Of CONSCIUNER?
Yurthimself” ’ school foiure”

1) AURA — visual, auditory .. ..

2) SUDDEN LOSS OF CONS —> HURT HIMSELF.

3) TONICSTAGE —>ms. spasm e epileptic cry.

(dtie lo forced exp. + contracted V()

4) CLONICSTAGE —> so vigorous —» Dislocation
or fracture — bitten tongue.

sudden interruption of siream o

onsciousness e ot being lost.

2) ASSOCIATED with fluttering, chewing,
eye blinking.

3) LASTFORSECONDS OR MINUTES,

4) regains awareness B [//[¢.{)'A

v. frequent attacks up to 100-30(

“visceral Epilepsy” DD: Schizophrenia - Hysrerical fuges.
5) SLow RECOVERY e confusion & amnesia. loetite mal statiic O ayknolensy}
o s 2/
lreatment of Eoilensy
1) CBLZ "of choice” or ~PENTIN" 1) Phenyroin. e 1) Erhuxsamide.
2) “heparo-Toxic” 2) CBZ. hﬁ;’f; Zfﬁ}‘;g 0;; ) 2) LamoTRIGiNE.
7) Topiramate.  “if resistant” %) i ' FJBINA Vaplorare.




3-STATUS EPILEPTICUS

Yorolonged reveated atiacks of ebileosy without reqaining ConSCionsness in bet”

Types:

b. Petite mal.

c. Focal epilepsy (epilepsia partials continua) 1)} One drug is berrer Than 2 1o ! S/E.

TIT of Status Epileprics:

1) Hospimalizanon
?) Pregnancy — mono-therapy is bermer

2) Isolation of The pament in dark room. (CBZ — Lamotrigine) .

?) Muth gag - O, Therapy + ETT. \

a. Grand mal e “\

2) Gradual withdrawal + Stop Anmi-epilepris: if The pr.
becomes seizure [ree for 2 ys + normal CT scan & EEG

.. # phenyroin.

S

4) phenyroin — valium — phenobarbitol — G. anesthesia.

7) IV Glucose 20% 7o exclude hypoglycemia C AU S E S OF E PI LE P SY
(SEIZURES)
InFanT Child Adolescent Young adulr

(0-2 veaRrs) (2-12 vears) | (12-108 vears) (16-727 vEARS)
1y Birh injury . 1) Idioparhic | 1) ToRTve— b -]_)—THAUMI N
2) Acute iNfecTioN. (Grand or perite mal) 2) Drugs, alcohol withdrawal 2) Alcoholism,
%) Hypo-glycemia 2) Intection ?) Idioparthic 7) Brain TUMOR.
4) Hypo-calcemia ?7) Trauma 4) A-V malformartion 4) Idiopathic.
7) Congenital malformartion 4) Febrile.

Old Age
(> 47 ys.)

1y STROKE.

2) Merabolic.
3) Alcokol.

4) Brain Tuome.




CM/I%”Q (Z,ZQ SEE CLINICAL PATHOLOGY

Bacteriol

I/

"Wk

1)  MENINIGIO-COCCL. (EPIDEMIC)
Céa 2)  PNEUMOCOCCI — STREPT.
3) STAPH.-H. INFLUENZA.

T8 1) e,

2)
3) Mumps.

ECHO-COXACHIE.

lever — then Cleodoche

/—/%

Ceningecd irritation A+ IC Weningio-coccal Setcenis
J J J
2 Fs 4 Ps = Waer house Sreiglreichoon $
SympToms oar <26 r—
T cobitlory frogidy Edat Urencl hae
1) NECK RIGIDITY., 'U= 'U
2) BACK RIGIDITY.
i purowa gdhincns Cloae (ltencdDore
3) +UE BRUDZINSKI: neck flexion =
flexion of both hip & knee. SZOGQ
4) + UE KERING SIGN: nip flexion =
sever pain & inability to extend knee.
CSF exam. by LP “Bed side Test”
¢ Pressure T A T
e PROTEINS T T T
¢ Glucose v v N
e Chloride v Markedly N
o cells PNLs lymphocyres lymphocyres
freqtment of “Weningita
1) Ourbreaks —> Rifampcicin for
Conmacrs. AnTi-TB for 1-2 yns. lovin®
2) Penicillin G = 24 million U / D. . o AC)’C OVIR
3) 3G CS > Ceforaxine. (Liver + Spleen + Meningmis inFusion
g 1B / Lymphoma/Levkemiaf
4) Svaph = Vancomycin.

DD of Meningeal IrrimaTion:

1) Meningism

2) Encephaliis

—> MeNINGEAL irriTation + absence of meningiTis. (Viral / Typhoid)

— CSF —> Tproteins + Normal Sugar & CL

7) Subarachnoid hge = CSF & CT scan.




ENCEPHALITIS £

'inglommation of the brain barenchyma... i Sbinal cord ie involved = encebhalo-myelits.”

» ETIOLOGY:

I® ry
e Rabies a. Viral — Mumps, Herpes Simplex (M/C)
e Polio Echo - Coxachie
e [B. virus. b. Bacterial — Typboid,

¢. Parasitc - Malaria.

> CI./P of ENCEPHALITIS:

1) Fever “Flu like” — Deverioration of level of consciousness.

2) Neurological Manifest.:

e Cerebral = extra pyramidal.
e Cerebellar — Ataxia.
e Brain stem = CN lesion + + sensory tracis)

> INVEST.:
1) CT/ MRI = diltuse edema.

2) EEG = slow waves.

?) CSF exam = Tproteins + Normal Sugar & CL.

> [REATMENT:

1) DechydraTting measures + Anti-Convulsants.

2) YViral = Acyclovir.
7?) Bacrerial = ABS.

4) Srteroids ?!! = 10 conTrOl brAIN EdEMmA,




CRANIAL NERVES

TRIGEMINAL BELL'S PALSY
N EURALAGIA

» DEF. Severe paroxysmal atracks of pain along Acure iNHammarion of the 7 N.
oNe orR MORE of The sensory brs. of V. N. Near thie stylomastoid foramen.
> ETIOLOGY | middleage 40-50ys e Reacrivarion of herpes virus,
e Alcohol - D.M. e AutoiMMUNE?!
e H.Z e Cold exposure ?! “Old theory”
e Aberrant loop of A. compressing
ITs ROOTIETS.
» CL./P Severe briel lancinaTING pAIN e Acure Pain behind the ear —> (LMNL)
o Knife-like or elecmric shock. o + || Tasre on The ant. 2/3 of Tongue 17
e Lasts for 1-2 min. e [Face Numbness !1?

e No sensory loss

» TTT. 1) Analggsics. 1) Medical — Steroids + Acyclovir

2) CBZ. (Tegrerol) or Gaba-pentin. 2) Physio-th, — Galvanic © of the facial ms
#) recently Topiramare. ?) Surgical — N. Grahring + Decompression.

gacial (Nerve [esion

LMNL
e BS lesion. (Nucleus)
e Bell’s palsy. (Nerve)
e above Facial Nucleus e Facial Nuceleus or The N. imself.
Paralysis e Opp. side. e Same side.
e Lower 1/2 e Upper & lower V2 of The face

MoVEMENTS e Loss of voluntary. mov. only. e Loss of voluntary — Emorional,
Hemi-plegia e Hemi-plegia same side of paralysis. e Crossed hemi-plegia(if BS lesion)




ATAXIAS

CEREBELLAR (MOTOR)

1) H. Familial — F. ataxia, M. Araxia.
2) Vascular
7) Toxic

— Cenrebellar A. occlusion.

— Alcohol — BarbiTuraTtes.

4) Neoplastic Medulloblastoma
7) DemyelinaTing disease. (MS)

=

1) hyporonia hyporeHexia — No weakness.

2) IncoordinaTion;

I\Nystagmus —> on fixation — bz

—»> Rapid phase toward fixing poini

o Dysdiadokokinesia — Kinetic Tremors.
o Staccato speech — Titubation of the Trunk.

3) Gair — Drunken Gair.

Ch-coorauaton of volutary mov. in absence of motor weaknees”

H. FAMILIAL

Gradual / PrRoGRESSIVE.

1) Bi-Aareral / Symmemrical.
affecr SC below vpwanrds:

2)

e Early — Para-plegia.
o lLate — Quadri-plegia.

%) Selecrive — sphincrers are spared.

Cl./P

F. ATAXIA = SCD (3 Ps) + CEREBELLAF

1) P. Tract — bilateral extensor plantar.
2) PN — Glove & Stock hypothesia.
?) PC — loss of deep sensarion by TF

4) Cerebellar — INTENTINTION TREMORS

DuE 10 loss of deep sensation

AT ANY POINT IN ITs patlhwa

1) PN —> D. Neuropathy.
2) Ppost. ROOT —> Tabes dorsalis.
7) PC —>SCD, TV Myelmis.
4) Thalamus —>Thalamic $.

7) medial leminscus — BS lesion.

1) Kinreric Tremors on closure of eyes.

2) +ve Romberg's Test

%) Siamping Gair due To deep sensory loss.

Tests
——
e finger TO NosE. lisctin Toommre & D) ,
hi finger.
o TNGERTO TINGER T s S T—
¢ finger To Doctor finger, j
e Bumtoning & unbuttoning —>  earliesT sigN.
e Heel To knee Test. — Rebound ph.

1) K h
NGER TO NOSE.
G .. Nororal bt m/fefrf&f
2) hinger 1o finGeR. obhses his eges ...
i /fe CaK :‘ffﬂ? Effédff

%) Rhombergism.




SPEECH DISORDERS

ApHasia

:

formulation of Speech € Normal
Mentality & Organs

SENSORY

Visual Agnosia

———

_
I
I

pT. SEES but

doESN'T RECOGNIZE

objecrs

Auditory
AGNOSIA

-~
i

doESN'T RECOGNIZE

pr. Hears bur

SOUNdSs

MortoRr

I_I_I

Dysarthria

problem in Articulation €
Noral foramartion of Speech

CAN'T EXPRESS CAN'T EXPRESS
by words by writing

.I- - —— I
g,
&

/

EXNER'S AREA
| lesion

Broca's Area l
(Expressive Aphasia)

Slurred

StacatTo

Bilareral A lesion eG. Pseudo-bulbar paralysis.
LMNL of CNs responsible for speech:

1) True Bulbar palsy

2) Facial N. paralysis.
?) MG.

Cerebellar lesion,
(explosive with separamion of syllables)

ScANNING

(Slurred Stacarro)

e MonNoToNUS ‘i

Hysterical or lesion in Yocal Cords.

Parkinsonism.

STUTTERING

Psychogenic.

Aphonia

Hysrerical or lesion in Yocal Cords.




CLASSIFICATIONS OF
NEUROLOGICAL LESIONS

e e — ]

: SYSTEMIC Dissimenared
Focal Lesion ) :
DISEASES DiseasEs
WE can localize 1he lesion WE can't Localize lesion We Can't localize the lesion
iN One Anatomical Sine. in One Anatomical Sire iN One Anatomical Site.
MULTI-FOCAL e Bilateral / Symerrical. e Bilareral / Asymerrical.
"'Showers of Emboli" e Selecrive..spares Sphinciers. e Sphincrers ArRe Affected.
1) Rr. hemiplegia dr Capsualr.. I I
2) L1. hemiplegic dr Corrical lesion. | .
(k. MVD € AF) eG. SCD, pellagra, MND, MS
H. [AM]“A[ AT!—IXEA. “UNifIﬂ\TERA[ ONII
: | ;
7~ = = ' — — ———— . S — ——’

| EG. Capsular, Corrical, Mid

| Brain - SC lesion. |

3

&
L - " il




ImporTanT Notes in Neurology

p. 1 Sub-Conrtical lesion = lesion in Corona Radiara

® Like Cormical hemi-plegia bur wirhour corrical manifesr.

Important $ in BS lesions

1) Weber's 8 = Mid brain lesion — 4™ CN
2) Benedict’s $ = Weber’s $  + Araxia in paralyzed side.
7) Milland 8 = Ponrine lesion = hemiplegia + CN 3,7.

4) Foville's $ = hemi-plegia + MLB lesion

—> Conj. Dev. OF the eye 1o same side of lesion.

n Causes of Recurrent Hemi-plegia

1) TA

2) HITN enceph.

7) MS

4) post-epilepric.  “Todd’s paralysis”
7) Psychogenic.  “conversion-diss.”

6) Migrain “hemi-plegic Migraine”

Systemic diSeASES

1) SCD - Pellagra.
2) F. araxia.

%) MND.

DD of Dissociated sensory loss

1) ANT. spinal A. occ.

2) Early syringe-my€elia

3) Brown-Seouard$.
a) Lat. Medullay $




p-28 | DD o F Acure paralyric Iliness

1) TV Myelitis — Ant. Soinal A. occlusion.

1) GBS.

2) MG - Borulism.

%) Acure Cord Compression. (Disc prolapse)

Dilferential Diagnosis

|—\%

4

if

Dearh in ms pSEUdO
Dysirophy hypertrophy

Quadri-plegia or
Quadri-paresis

il

@ Duchenne -Becker
@ Acromegally
® Myxoedema

5 MyoToNiA CONGENITA

@ Paralysis of respiratory muscle
@ Cardiomyopathy (in Duchenne)

3 PnEuMONia

-

f \h
i

| 1) Cx. spondylosis
2) SCD 7 Ps
7) Pellagra SCD - PC.
| 4) F. ataxia SCD + Cerebellar.

\_ .
p- 42 | Hyper-tonia
SpasTiciTy Rigidity
Pyramidal lesion. Exma-pyramidal lesion
Clasp knife. Lead pipe or Cog-wheel
Flexors in UL. P> D.
ExTensors in LL. Flexors of UL / LL / Trunk.
Hyper-reflexia. Hypo-reflexia.
p. 7%
MEDICAL CAUSES OF BLINDENESS
2 Vascular 2 Endocrine 2 Rheumarology ‘ InfECTION

|

Pauci-Arrticular

CMY "Chorio-Rerinitis in
Immuno-Compromiesd in HIV"

Behcer's D.

4




P. 72 | DD of parathesia in One limb

1) TA.

2) Mono-Neuroparhy.

%) Spondylosis.

4) Focal Epilepsy. “Sensory Jaksonian Fir”

7) Hyportension,

7 Vs. Occlusion — hemi-plegia

1) MCA “Capsular” UL = LL.
2) MCA “Main Stem” UL > LL.
3) ACA “Main Stem”  LL > UL

DD of Non-Epilepric seizures

1) Migraine.

2) Syncope.
7)

4) Hypo-glycemia

DD of Meningeal IrriTaTion

1) Meningiris Fever - headache - Neck Rigidiry.

2) SA hqge Ruprure Aneurysm —> sudden sever headache — then

lysis of RBCs — release o F pigments — meningeal
IRRITATION AfTer 12 hr.

7) Meningism IrriTiaTioN € ouT infecTion. (Typhoid fever)

4) Encephaliris Dererioration of level of consciousness.

TB & Neurology

1) TB & Meningmmis — Neck Rigidiry.

~0

P-

2) Por’s Disease —> paraplegia.

?) Tubercoloma — SOL.
4) INH —> PN dr B, def.




p- 98 | Pseudo-Tumor Cerebri

Benigy  TICT wirhiour SOL due 1o:

e hyper-Viraminosis A — OCP — pregnancy.
e [Invest.: Normal CT Scan.

e TIT.: Steroid — Diurerics — Shunr.

p. 98 | Causes of Uni-lareral proprosis

1) Grave's Dosease. (Starrs Uni-lar,)
2) CSI.

%) Wegner's D.

4) Buphthalmus.

7) Histio-cyrosis X.




