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II. LY DO NHAP VIEN

YEU TU CHI




[II. BENH SU

- Bénh 13 ngay, bénh nhan khai bénh

- Cach nhap vién 1 tuan bénh nhan thay té 2 ban chan lan lén that lung
kém yéu dan 2 chan. Bi dirng can hé tro. Khong té yéu 2 tay.

- Cach nhap vién 5 ngay bénh nhan yeu 2 chan khéng cai thién, kem té
2 ban tay, khéng nang duoc 2 tay, van ctr dong duoc ban tay. Nén
nhap vién Pa Khoa tinh An Glang Nam diéu trj tai day 5 ngay bénh
nhan dwgc dat sonde tiéu vi Iy do de bénh nhan khong can di lai
nhleu Va duoc chan doan viém tdy cd chuyén bénh vién Cho Ray
diéu tri tiép.



Trong qua trinh bénh, bénh nhan khdng sot, an co sac it, chwa di tiéu.
Tinh trang nhép vién Cho’ Ray

- Tinh, sinh hiéu 6n

- Pong t& # 3mm , PXAS (+)

- Van nhan khong gi¢i han

- Khong liét so

- Yéu 2 chi dwdi 0/5, 2 chi trén : 3/5

- Pxgc(-2) 2 bén, babinski (-) 2 bén




Tinh trang nam tai Cho’ Ray

- Thé ém v&i khi troi

- Té yéu tir chi khong cai thién

- An sac ( khéng dong y dat sonde da day)

- Chuwa di cau , tiéu qua sonde

- MRI tay cb: chwa ghi nhan bat thwong




IV. Tién can

1/ Ban than

Chwa ghi nhan tién can bénh ly gi trwdc day

Khéng ghi nhan tién can dj irng thudc

khong udng rwou , nghién chat

Kinh té tam 6n
2/ gia dinh:
- Chuwa ghi nhan tién can bénh ly lién quan



V. Luogc qua cac co quan

-Hién an co sac it
-Khéng kho tho
-Tiéu qua sonde
- Chuwa di tiéu

-Khéng di dirng duwoc, té 2 chan va 2 ban tay , nhwng yéu co cai
thién chut it



VI. Kham

A. Kham tdng quét
Sinh hiéu:

HA: 120/80 mmHg

Mach : 80 I/p

Nhip thé: 20 I/p

Nhiét d6: 37 d6

-Can nang: 60 kg
-Thé trang trung binh

-Da niém hoéng, khdng dau xuat huyét, khéng sang thwong da



B. Kham cac co quan

1. D4u mat cb

Can dbi, khéng bién dang

Nang dau kém, mat nham khéng kin

Tuyén giap khéng to

Hach ngoai bién khong s& cham

2. Nguc

- Léng ngwe can doi, di déng déu theo nhip thé
- Tim: nhip tim déu r&, khdng am thoi

- phdi am phé bao ém diju, khéng rale




3. Bung

- Can doi, khéng thé nghich thuwdng

- An khoéng diém dau khu trd

- GO trong

4. co xwong khop

-Khoéng teo co, khdng run giat bo co

-Xwong khédp khéng swng, khong do, khéng dau




5. Than kinh

a.chirc ndng than kinh cao cap

Tinh, tiép xuc tot

Binh huwédng luc tt

Khi sac tét

Ngon ngit: thong hiéu, dién dat, 13p lai, dinh danh tét
b. tw thé dang bo

- Nam bang ca, 2 ban chan db ngoai

- Khong di dieng duwoc




5. Than Kinh

c.12 day than kinh so

- Liét VIl ngoai bién 2 bén

- Cac day so khac chwa ghi nhan

d. strc co’

-2 chan: 1/5-2/5

-Tay : 3/5 ( gbc > ngon chi)

€. cam giac

-Giam cam giac sau 2 chi dwéi va 2 ban tay
-Cam giac noéng binh thwdng




5.Than Kinh
-PXGC: (-) 2 bén
-Babinski (- ) 2 bén

-Co mém




VII. Tém tit bénh an

Bé&nh nhan nam 72 tudi, bénh 13 ngay, nhap vién vi yéu t& chi. Qua thdm
kham ghi nhan

TCCN:

- Té 2 chan lan I&n that lwng va 2 ban chan ( dj cam)

- Yéu ti chi




TCTT:

Liét VIl ngoai bién 2 bén

Strc co 2 chi duoi: 1/5-2/5

Strc co 2 chi trén: 3/5 ( gbc> ngon)

Giam cam giac sau 2 chi duwdi va 2 ban tay

Cam giac néng binh thwdng

PXGC: (-) 2 bén

Babinski (-) 2 bén

CLS: MRI thy c6( 19/7/2020) chwa ghi nhan bat thwdng




VIII. Dat van dé

1/Yéu t& chi kiéu ngoai bién cap tinh

2/Di cam t& chi




IX. Chan dodn

1/Vi tri:
- Da day than kinh / da ré??
- Soi: Soivan déng, Soi cam giac( sgi lon)

- Tén thwong mat myelin

2/Nguyén nhan: viém , doc chat




« Yéu tw chi kiéu ngoal bién co thé ton thuwong nhung vi tri sau:
strng trwede tay, ré, day, tiép hop than kinh co va co.

« Bénh nhan nay khiém khuyét van déng va cdm giac nén cé thé
ton thwong & ré va day

v/ da day: phan bd ddi xirng 2 bén

v Pa ré: can choc DNT xac dinh thém




-s@i van dong: yéu ti chi
- soi cdm giac ( soi lon): gidm cam giac sau, di cdm, mat PXGC

-Ton thwong mat myelin: cdm giac sau bi anh hwéng, thwong yéu
ngon chi = géc chi=> do EMG

-Nguyén nhan : Ton thwong mat myelin cap nguyén nhan thuéng
la GBS hoac ngd déc chat




X. Chan dodn sa bd

Viém da day than kinh mat myelin cap tinh
Phan biét:

Viém da day than kinh cap tinh nght do doc chat




X|. Dé nghi Can |am sang

-Ghi EMG
-Choc dich nao tuy

- Xét nghiém thwéng qui: cdng thire mau, dién gidi d& mau, men
gan, glucose mau, creatinin mau
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XI|. Két qua can lam sang

EMG: hoi ching Guillain Barre giai doan s&m

Pé nghi: Phan biét v&i bénh da day than kinh c6 ton thwong soi
truc khac

choc DNT 2 |an that bai
natri: 128 mmol/l, kali: 3,4 mmol/l



XIl. Chan dodn xac dinh

Viém da ré day than kinh mat myelin cap tinh ( GBS):
Tiéu chdn bat buéc GBS:

1/ liét nang dan cda t& chi

2/ mat phan xa gan co

Tiéu chén hé tro GBS:

-dién tién ndng dén trong vong vai ngady

- liét VIl ngoai bién 2 bén

- déi xtrng

- khéng cd khdi phdt sét luc khdi phdt bénh canh thén kinh
-EMG: theo doi héi chirng GB giai doan s&m



XI. Dieu tri

Nguyén tac diéu tri
1/ diéu tri dac hiéu

2/ diéu tri triéu chirng, phong nglra bién chirng liét va nadng d& tong trang

3/ theo d&i tinh trang hd hap , tim mach,




1/ immunoglobunlin

Can nang 60 kg => tbng liéu: 60 x 2= 120 g= 48 lo( 2,5g/50 ml) truyén
trong 5 ngay

2/ dat sonde da day nudi an

3/ tap VLTL ho hap va van dong




XIV. Dién tién sau diéu tri

Sau truyén IVIG 1 ngay ( bénh ngay thr 13)
SP02: 90-91 %/ khi troi
HA: 130/70 mmHg
Mach : 88l/p
- An qua sonde da day
khéng nang dau noi
Dam nhdt nhiéu
- Phinh bung yéu

- Am phé bao gidm, khéng rale



Bénh nhan duoc chuyén vao phong hdi stre tich cuc( 23/7)
- Tiép tuc truyén IVIG
- Th& oxy canulla 51/p

- =>>>> xem xét dat Noi khi quan khi dung tich song 15ml/kg




XV. Tién lvong

Nang, bénh nhén cé nguy co suy hd hap cao vi:

Dam nhét nhiéu, phinh bung kém, nang dau kém

Phoi &m phé bao giam

Y&u t& chi dién ti€én nhanh

L&n tudi ( 72 tudi)



Cau hoi ?

Pé danh gia dat ndi khi quan trén bénh nhan nghi suy ho hap do
than kinh co’ ngoai viéc dwa vao dung tich song thi trén lam sang
minh co thé dwa vao nhirng triéu chirng nao dé danh gia 1 cach

twong ddi néu khong thé do dung tich séng?




Triéu chirng suy ho hap

e Kho tho

* Nhip thé : c6 thé tang trén 25 chu ky/phut, thuong cé co kéo co hd
hap phu nhu trong viém phé quan phéi. Cé thé gidm duwdi 12 chu
ky/phut, khéng cé co kéo do liét hd hap nguyén nhén trung uvong,
trong ngd déc bacbituric. Phai chi dinh thd may ngay vi nhip thd sé
cham dan.

 Bién dg ho hap:

- Giam trong viém phé quan phaéi, ran hé can, bai liét, hdi chirng Guillai-
Barre.

- TAng trong hoi chirng ARDS, tdc mach phai



e Xanhtim:

- O mdi va dau chi ngdn. Khi Hb khir trén 5g/100 ml, Sa02 dudi
85g/l. Cac dau chi van ndéng, khac vii soc.

Liét ho hap:

- Liét co’ gian swon: 16ng nguc xep khi thé vao, co hoanh van di ddng binh
thuwong

- Liét man hau: mat phan xa nudt va & dong dom rai, dé hit phai dom dai va
dich vi.

- Liét ho hap thudng dan dén xep phdi ( can chi dinh mé khi quan va thé may).




N\

Ban luan

1. Phan biét bénh Iy n&o, tuy, than kinh ngoai bién, tiép
hop than kinh co va co?

2. Tiép can bn theo d&i bénh ly than kinh ngoai bién,
cau héi datra la gi?

3. Cap nhat GBS



Chan doan vi tri ?




Phan biét neuron van déng thap: strng truée, day tk, tiép
hop tk-co, co?
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Yéu co thay dbi trong ngay, phan bd liét, teo co, mat cdm giac va
phan xa gan xwong




5 cadu hoi dat ra ?

1. Fiber type 1. Soiton thwong nao? (van.
2. Pattern of distribution S;;g' )Cam gicie; I dong, ket
2. Kiéu phan bs? (xa, gan, doi
xng hay khdng dai xing)
3. Diéntién? (cap, man, tien
frién, tirng budc, hét-tai phat
4. Co hinh dnh nguyén nhan
dic higu? (nhiém dac,dinh
dudng, 4c tinh)
. Bénhly hoc ? (soi truc, mat
myelin..)

5. Pathology d

A
3. Temporal course |

4, Key features




Phan loai sgi than kinh ngoai bié

<

/ Myelin sheath

2/ \I DA N




Motor Sensory Autonomic

Myelinated Myelinated Thinly Un- Thinly Un-
¥ & mycllnatod myelinated myelinated myelinated

A alpha A alpha/beta A delta C C

Small

Muscle Touch, Cold Warm Heart rate, blood
control vibration, perception, perception, Pressure,
position Fain Fain sweating,

perception GIT, GUT function

Bao gom soi:

Van dong
Cam giac
Tw dong

Soi lon
Soi nho

Co myelin
Khéng c6 myelin




Nhém A

C6 4 loai soi than kinh

A alpha fibers (afferent or efferent fibers)
A beta fibers (afferent or efferent fibers)
A gamma fibers (efferent fibers)

A delta fibers (afferent fibers)

Puwdng kinh I6n, tdc dd dan truyén cao va co myelin




Nhém B

Soi than kinh nhém nay cé myelin, dwdng kinh nhé.

Soi tién hach cua than kinh tw déng, c6 toc dd dan truyén thap




Nhém C

Soi than kinh nhém C khdng ¢ myelin, dwdng kinh nhé va téc dd dan
truyén thap:

Soi hau hach hé than kinh thyc vat

Soi than kinh ré sau (1V fiber). Dan truyén cam giac: - dau ( Nociception
pain) - nhiét (Temperature) - so (Touch) - ap lwc (Pressure) - ngra (ltch)




Soi cam gidc

Triéu chirng than kinh cam giac
A B C D

Free nerve endings Encapsulated

% Peripheral processes
s nerve ending

Mat chirc ning (negative) symptoms,

g [/ Sensory cell
Té bi (numbness), Dang di bat thuwong ) o Cel
(gait abnormality) s ] = Y
Phuc hoi chlrc nang (positive) [Sensory gangnﬁ
symptoms khﬁ) —CT) I
Dau nhadi nhe dwdi da, bi cham, nglira ——
ran (Tingling) Run (tremor) Dau (pain) p— Y -
Ngtra (itching ) S&n gai ¢, bd Itic nhuc

(Crawling) Cam giac kién bo (pins and  [entralnervous systen]
needles) :I\C{ﬁéﬁ ﬁ




Cam gidc sogi lén
(Large Fiber Sensory)

giam rung am thoa va vi tri (Decreased vibration, position)
giam phan xa (Hyporeflexia)

cdm giac nhw kién bo (Pins and needles)

cam giac dau nhdi nhe dwéi da (Tingling)

dang di khéng virng, dac biét vé dém, nham mat
(Unsteady gait, especially at night or with eyes closed)

abkwbh =




Ton thwong soi [on

SJOGREN'S SYNDROME
VIT B12 NEUROPATHY

CISPLATIN
PYRIDOXINE NEUROTOXICITY

Sjogren’s syndrome

Bénh tw mién Jau dai trong dé céac tuyén sén xuat dé6 &m cta co thé bj dnh
huwéng. Biéu nay dan dén két qua chi yéu la sw phat trién khé miéng va
kh6 mat. Cac triéu chirng khéc c6 thé bao gébm da khé, ho man tinh, kho
am dao, té & canh tay va chan, cam thdy mét mai, dau co’ va khép va céc
van dé vé tuyén giap. Nguyén nhan chinh xac khéng ré rang dugc cho la
co sw két hop gitra di truyén va yéu té kich hoat méi truong nhw tiép xuc
v&i virus hodc vi khuan




Cam gidc soi nho
(small Fiber Sensory)
Rat bong (Burning) Giam cam giac dau (Decreased pain

sensation) Giam cam giac nhiét (Decreased temperature
sensation) Cam giac dam manh vao (Jabbing)

Diabaetes Affoeocts thhhe Naerves




Nguyén nhan tén thwong soi nhé

Heriditary sensory neuropathy
Lepromatous leprosy

Diabetes mellitus
Amyloidosis(early familial&primary)

Dysautonomia-riley-day syndrome
HIV & antiretroviral therapy neuropathy

Global sensory loss
Carcinomatous sensory neuropathy
Hereditary sensory neuropathy
Diabetic sensory neuropathy




TOM TAT

Loss of function

Disordered function

“- symptoms” “+ symptoms”
Sensory | Vibration Paresthesias
“Large Fiber” | Proprioception
Hyporeflexia
Sensory ataxia
Sensory | Pain Dysesthesias
“Small Fiber” | Temperature Allodynia




Triéu chirng than kinh van dong

Mat chirc nang(negative) symptoms

Yéu co (weakness),

Mét mai ( tiredness),

Nang né (heaviness)

Dang di bat thuwéong (gait abnormalities)
Phuc hoi chirc nang (positive) symptoms
Vop bé (cramps),

Run (tremor)

Rung giat bo co (fasciculations).




MUSCLE CRAMPS WEAKNESS

FASCICULATIONS DECREASED MANUAL
DEXTERITY

MYOKYMIA WASTING OF MUSCLE

TREMOR DIIFFICULTY WITH FOOD
INTAKE

Myokymia thudng duoc st dung dé mé ta sy co co mi mat khong tw chd, thuong lién
quan dén mi mat dwdi hodc it thudng xuyén hon 1a mi trén. N6 xay ra & nhirng ngudi
binh thudng va thudng bat dau va bién mat mot cach tw nhién. Tuy nhién, doi khi né cé
thé kéo dai dén ba tuan. Vi tinh trang nay thudng tw khéi, cdc chuyén gia y té khdng coi
do la nghiém trong hoac la mot nguyén nhan gay lo ngai




Ton thwong wu thé soi van dong

Immune neuropathies

Heriditary motor sensory neuropathies
Acute intermittent porphyria
Diphtheritic neuropathy

Lead neuropathy

Brachial neuritis

Diabetic lumbosacralplexus neuropathy




Tom tat 1am sang tén thwong than kinh van déng

Loss of function Disturbed function
“- symptoms” “+ symptoms”
Motor nerves Wasting Fasciculation
Large fibre Hypotonia Cramps
Weakness
Hyporeflexia
Orthopedic deformity




Triéu chirng than kinh tw dong

ORTHOSTATIC LIGHT HEADEDNESS

FAINTING SPELLS (Tinh trang Choéng)

SWEATING-INCREASED/DECREASED
HEAT INTOLERANCE

BLADDER,BOWEL,SEXUAL
DYSFUNCTION

ANOREXIA NAUSEA, VOMITING-
GASTROPARESIS




- Bang quang than kinh: réi loan chirc ndng di tiéu

- Da day ruét: nudt khé, dau bung, nén, budn nén, kém héap thu, di cau
khdng kiém soat, liet nhe da day, tiéu chay, tao bon...

- Adie’s pupill

- Cardiovascular dysautonomia rdi loan nhip tim (tachycardia,
bradycardia), orthostatic hypotension, gia tdng nhip tim khdng day dd
khi gang surc.

- Huyét ap dao dong

- Khéc: hypoglycemia unawareness (mat y thirc do ha dwérng huyét);

genital impotence; sweat disturbances




Ton thwong tk tw dong

Acute-pandysautonomia
-botulism
-porphyria
-GBS

-Amiodarone
-vincristine
hronic-amyloid,diabetes,sjogren’'s, HSN
1&3,chagas,paraneoplastic

The syndrome of acute pandysautonomia is characterized by acute or
Subacute onset of severe autonomic failure affecting sympathetic and
parasympathetic function. The clinical features consist of severe postural
hypotension, anhidrosis, unreactive pupils, fixed heart rate, dry eyes and
mouth, urinary retention, and gastroileal paresis




Toém tat lam sang ton thwong than kinh tw déng

Loss of function Disturbed function
“- symptoms” “+ symptoms”’
Autonomic nerves | | Sweating T Sweating
Hypotension Hypertension
Urinary retention
Impotence
Vascular color changes




Than kinh phi dai

NERVE THICKENING in NPthy

® | EPROSY

® DIABETES

® AMYLOIDOSIS

®* NEUROFIBROMATOSIS

® REFSUM’'S DISEASE
e DEJERINE SOTTAS DISEASE
® ROUSSY LEVY SYNDROME




Phan biét ton thuong mat myelin
va Soi truc?

Schwann cell

A 7 K4 Depolarized region
‘ W k \ (noderg'f Ranvier)

/-\./—u~




U\
\.“\; V/\ Neuron/axon defec
O NC /[ impars ionunchon

Axonal - Physical disruption of nerve

Toxic, Metabolic or Genetic causes

axonopathy

Distal>proximal

Length
dependent

Slow evolution

Dysesthesia&dist

al weakness

Pain&temp
affected>vib,pro
prioception
Distal weakness

Distal areflexia

Amplitude
affected>velocit

y
Axonal

degeneration&r
egeneration

Slow recovery

Bénh soi truc: ngon chi> gdc, 1& thudc chiéu dai, tién trién cham, loan cam,
yéu, mat px ngon chi, dau nhiét >cg sau, anh hwdng bién dé> toc do, thoai
héa/tai sinh sgi truc, hdi phuc cham




myelinopathy

/- Schwann ool delect loads o
(emypination and subsequent
axonal degeneration Demyelnaton

Proximal=distal

‘ fl I
KN | i ——
\3 Paraesthesia&wea . .
Ta— elocity>amplitud

4 T~

&L
n

Vibration&proprioc
Demyelination - foss or dysfunction of sheath eption>pain&temp Demyelination&re

{, Entrapment/ compressive yelination

1, Inmunolgica - GBS Distal & proximal

3'4Toé;]églph¥::a weakness Rapid recovery

Goc ngon, cap, ban cap, di cam va yéu, rung am thoa, vi tri> dau nhiét,
yéu gbc va ngon, méat px, tdc dd > bién dd, mat va tai sinh myelin, hoi
phuc nhanh




Non length areflexia
dependent

UE.LE . face

neuronopathy | s Sensoryamplitude

: affected.
ataxia,paraesthes

i radial>sural

Vibration&proprio [ Axonal

ception>pain&tem Jil degeneration,no
o) regeneration

Proprioceptive Poor recovery
WEELQESES

kh‘c“)ng phu thudc chiéu dai, chi’trén, dudi vé] mat, nhanh, that
diéu, di cam, cg sau > nong, yéu cg sau, mat px, anh hwdng bién
ddé cam giac, thoai hda s¢i truc khdong tai sinh, héi phuc cham




Kieu phan bd ?

» Don day, nhiéu day, da day? ’
« GOc hay ngon chi, déi xirng hay khéng doi xarng?




Mononeuropathies: don day than kinh

1 anh hwdng mét day

"1 tén thwong trwe tiép: thiéu mau hay viém nhiém

"1 chén ép vatly, chan thwong khu trd hay nhiém trang
"1 hodi chirng éng cb tay

] cAm giac kién bo, cham chich




Polyneuropathy: da ddy than kinh

"1 dnh huwéng nhiéu day than kinh
1 doi xtrng, tién trién cham .
[ gay ra b&i qua trinh anh hwéng toan bé co thé

Polyneuropathy

» Characterized by symmetrical, distal motor and sensory deficits that
have a graded increase in severity distally and by distal attenuation of
reflexes,

» Rarely predominantly proximal: (E.g: acute intermittent porphyria).

» The sensory deficits generally follow a length-dependent stocking-
glove pattern




Multiple mononeuropathy: nhiéu day TK

"I Multiple mononeuropathy: tén thwong it nhat 2 day than kinh cach biét
I Thwdng do: - Blood vessel diseases: polyarteritis nodosa - Connective
tissue diseases: rheumatoid arthritis hay systemic lupus erythematosus
(thwdng gap tré em) - Diabetes

"1 it gap hon: - Amyloidosis, - Blood disorders ( hypereosinophilia va
cryoglobulinemia) - Infections: Lyme disease HIV/AIDS, or hepatitis -
Leprosy - Sarcoidosis, - Sjogren syndrome (disoder in which the glands
that produce tears and saliva are destroyed) - Granulomatosis with
polyangiitis, an inflammation of the blood vessel

Mononeuritis multiplex: Inflammation of two or more nerves, typically in
unrelated parts of the body




Multifocal motor neuropathy

1 Multifocal motor neuropathy (MMAQ, con q’wo’c biét nhw
multifocal motor neuropathy v&i chen dan truyén (conduction

block),

"1 Bénhly than kinh it gdp, dac diém: yéu tién trién va teo co
khéng bat thwd'ng cam giac, twong tw bénh noron van déng.




Chan dodn nguyén nhan ?




Co ché ton thueong than kinh
Nngoal bieén(neuropathy)

Q Mét myelin: phé v& bao myelin
(GBS, Post diphtheric, HSMN)
0 Thoai héa soi truc: tn thwong soi truc
(Toxic neuropathy)
Q Thodi héa Wallerian: cét doan day than kinh
Chen ép: mat myelin khu trd
(Entrapment- Carpal tunnel syndrome)
Nhéi méu: viém déng mach
(Polyarteritis nodosa, Churg-Strauss syndrome, DM)
Tham nhiém:
(Leprosy, Sarcoidosis|

Nerve Damage & Repair in PAS
Myelin sheath
cell bod5 y axon ;hwann cell
W= =
chromatolysis Shwann ol

Wie== "
Wallerian

degeneration Regeneration
tube

Regeneration




Nguyén nhan theo tan suat ?




Systemic disorders and toxins associated with neuropathy Causes of PN

Metabolic/ Immune-mediated/ Vitamin
endocrine Toxie Inflammatory Infective ~ Neoplastic deficiencles
Diabetes mellitus  Alcoholism - - - -
Chronic renal  Chronic liver disease
fallure Drugs GBS/ AIDP
Hypothyrodism  Lead Systemic vascullts | HVADS  Lymphoma Vtamin 8
Radiation SLE Carcinoma Thiamin
Rheumatoid arthritis (Infiltration and Pyridoxine
Sjogren's disease paraneoplastic)  Follc acid
Cryoglobulinaemia Myeloma Vitamin €
Paraproleinaemia | Pantothent: acid
Porphyria (p. 456)  Arsenic (p. 221) Coellac disease Lyme disease - -
Acromegaly Mercury Sarcoldosis
Organaphasphates (p. 218)

Bi€én dudng, ndi ti€t, mién dich/viém nhiém,
Acrylamide nhiém trung, nhiém ddc, thi€u vitamin, khoi u
Hexacarbons (glue)




Medications Causing Neuropathies

Vincristine
Paclitaxel
Nitrous oxide
Colchicine Probenecid
Isoniazid
Hydralazine
Metronidazole
Pyridoxine
Didanosine
Lithium

Alfa interferon
Dapsone

Aﬁm - continued..
Phenytoin

Cimetidine
Disulfiram
Chloroquine
Ethambutol
Amitriptyline

Demyelinatin
Amiodarone 9
Chloroquine

Suramin
Gold

Neuronopat
Thalidom'::gehy
Cisplatin
Pyridoxine




Nguyén nhdn cap /man/mat
myelin/soi truc/don/nhiéu/da day ?




Guitlain-Barre variants  (including dabetes)*

Lyme disease Toxins Alcohol*

Cryoglobulinaemia MV Critcal iliness mmm
Sarcoidosis Porphyria deficiency’
Amyloid Paraneoplastic Hereditary*

Tick paralysis I0G paraproteinaemia
Paraneoplastic
Primary amyloidosis

memm.
(CIOP = chronic inflammatory demyalinating perpheral neuropaty, MMN = mutdocal motor neuropathy with conduction block, HNPP = hereditary neuropatty with
tendency 10 pressure paises. NCS » nerve conduction studis)



Cap nhat GBS




Co ché bénh sinh




GANGLIOSIDES

» Complex glycosphingolipids

» One or more sialic acid
residues.

» Involved in cell-cell
interactions,modulation of SR
receptors,regulation of 299 @ J
growth. AN --| .|'| R

» Seen on plasma membrane '|i », 'l
of cells. ¢ Y

-J.)‘J,J‘J,au ).)""""'
» Targets for antibody 3 \*
mediated attack =




Guillain-Barré syndrome subtypes
b *k(n-'.w. * l ‘
G i
@ Acuteinflammatory Acute motor axonal neuropathy Normal motor nerve
demyelinating polyneuropathy or acute motor and sensory
(demyelinating) axonal neuropathy (axonal)

Mot co ché dwoc dé xuat cho GBS:
Molecular mimicry

X

e

Nhiém trung tién d@ goi lén phan (ng mién dich, AIDP .
Tl d6 phan &ng chéo vdi cac thanh phan than
kinh ngoai bién (bat chwdc phan ti). :g

Y Y

Két qua bénh da day than kinh cap tinh.

-
S-S S ——-—

(Phan &ng mién dich nay cé thé duoc hudng vao
myelin hodc sgi truc cha day than kinh ngoai

bién) =———
Antibody injures myelin Antibody injures axonal
membranes membranes




Mechanism of Guillain-Barré Syndrome

MOLECULAR MIMICRY

Guillain-Barré Syndrome (GBS)




Chan dodn

- TMTradthiommal
o [ N
~— S F amnalysas
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EMG trong GBS




Electrodiagnostic fi ndings in Guillain-Barré syndrome

Electrodiagnostic features suggestive of acquired
demyelinating neuropathy
Conduction velocity reduced in two or more nerves

CMAP conduction block or abnormal temporal dispersion in 1 or
more nerves

Prolonged distal motor latencies in 2 or more nerves
Prolonged minimum Fwave latency or absent F-wave
» Electrodiagnostic features suggestive of axonal neuropathy
No evidence of significant reduction in conduction velocity.
No evidence of abnormal temporal dispersion.

Prolonged distal latency NOT considered demyelination if
amphtude < 0% LLN.

Decrease in CMAP (AMAN) and SNAP (AMSAN) to <80% of LLN
or inexcitable (absent evoked response) in 2 or more nerves.

CMAP, Compound muscle action potential, AMAN, Acute motor axonal
nevropathy, AMSAN, Acute motor and sensory asonal neuropathy, SNAP,
Sensory nerve action potential, LIN, Lower hmits of normad




* New points

~Sural sparing in AIDP - low to moderate sensitivity
but high specificity. — seen in later stages.

~MFS - Reduced or absent SNAP, more in upper limb
with normal CMAP.




* The best indicator of good recovery is maintained
CMAP.

* Needle EMG - Decreased recruitment initially.
Extensive denervation potentials in case of axonal
damage.

Gidam két tap dau tién, mat phan bd than kinh sdu rong




CSF ANALYSIS

« Albuminocytogenic dissociation — 50-66% in 1°' week,
>75% in 3¢ week.

* Protein —45-200 mg/d|, Cells - <5, 15% shows 10-50
cells.

- If pleocytosis present, R/O infective cause, sarcoid,
carcinomatous, lymohomatous meningitis.




Subtypes and variants oG autoantibodies to
GM1 GD1a GT1a GQb GD1b

Guillain-Barré syndrome
Acute inflammatory demyelinating polyneuropathy
Facial variant Facial diplegia and paresthesia
Acute motor axonal neuropathy
More and less extensive forms

ANTIBODY
TESTING

Acute ophthaimoparesis (without ataxia)
More limited form: Sixth nerve paresis with paresthesia
Acute mydriasis
Acute ataxc neuropathy (without ophthaimoplegia)
Ataxic Guilain-Barré syndrome
Acute sensory ataxic neuropathy
Acute oropharyngeal palsy




MRI

« Gadolinium enhancement of nerve roots.

* To eliminate transverse myelitis, subacute
compressive myelopathy, and infiltrating ilinesses of

the roots and the spinal cord.

+ 95% of children with GBS show enhancement of the
lumbar roots.




MRI

Magnetic resonance imaging of S1-year-old woman with Guillain-Barré syndrome

A) Corony trans T1 MRI with G0 mages show 10 Disteral faial nerve enhancement (arrows

B) Sagnttal lumdar spene T1 MRI wEn OO showing enhanalement in the meduiary ne [drTow

Axidl Do -spune T2 MRI showng inCreased signal intensly In the sondl gangha Dilateraly (wrowheads
D) A umdar-spine T1 MR] (Tast scaning ) with Cd showing enhancement of the sonal gangha [arrowheads

NG CHUCHE Q) rOOLs (dathed »rOowms




Piéu tri GBS




TREATMENT - SUPPORTIVE

French study*, 722 GBS patients — 313 (43%) ventilated.

Time of onset to admission less than seven days
Inability to cough

Inability to stand

Inability to lift the elbows 4/6 85% ventilated.
Inability to lift the head

Liver enzyme increases

o0k wWhE

*Sharshar T, Chevret S, Bourdain F, et al. Early predictors of mechanical ventilation in
Guillain-Barré syndrome. Crit Care Med 2003; 31:278.



TREATMENT - SUPPORTIVE

Respiratory failure — 30%, 397 GBS patients study found that
Independent predictors

 Fewer days between onset of weakness and admission
* Presence of facial or bulbar weakness

« Severe muscle weakness °

 Erasmus GBS respiratory insufficiency score ( EGRIS)

Walgaard C, Lingsma HF, Ruts L, et al. Prediction of respiratory insufficiency in
Guillain-Barré syndrome. Ann Neurol 2010;



TREATMENT - SUPPORTIVE

Autonomic dysfunction — 70%

« Postural hypotension — Adequate fluid. Phenylephrine low dose.

« Tachycardia — Beta blocker.

« Severe hypertension ( MAP > 125 ) — Labetalol, esmolol, nitroprusside.
« Arrhythmia — Antiarrhythmic, Atropine and pacing SOS in asystole.

« Daily abdominal auscultation — Erythromycin/neostigmine for ileus



TREATMENT - SUPPORTIVE

« Pain control
- Gabapentin, pregabalin, CBZ
- NSAIDs, opioids
- Epidural morphine
« Rehabilitation.
« DVT prophylaxis.
» 40-45 kcal/kg & 2-2.59g/kg nutrition.



DISEASE MODIFYING TREATMENT

Plasma exchange

* In an updated (2012) meta-analysis of 6 RCTs and
649 patients with GBS, treatment with PE was
superior to supportive care.

* Most effective in 1st 7 days. North American study
proved efficacy till 30 days.

Raphaél JC, Chevret S, Hughes RA, Annane D. Plasma exchange for Guillain-Barré
syndrome. Cochrane Database Syst Rev 2012; :CD001798.



DISEASE MODIFYING TREATMENT

« 2014 systematic review and meta-analysis and by a 2012 American
Academy of Neurology guideline on IVIG in the treatment of
neuromuscular disorders concluded IVIG is as effective as PE for the

treatment of GBS
 No RCT comparing IVIG with placebo.




IVIG

« Pooled IgG from thousands of blood donors, which
results in a fivefold increase in serum IgG.

« Preferred since it is easier to administer.

 Dosage — 0.4g/kg/day for 5 days




AAN RECOMMENDATIONS * PE is recommended for

« Nonambulantory patients within 4 weeks of onset (level A, class
Il evidence)

 Ambulantory patients within 2 weeks of onset (level B, limited
class Il evidence).

AAN RECOMMENDATIONS ¢« IVIG is recommended for

« Nonambulatory patients within 2 weeks (level A recommendation)
or 4 weeks from the onset of neuropathic symptoms ( level B
recommendation ).




TREATMENT-RELATED FLUCTUATIONS

 TRF are defined as worsening of weakness after an initial
Improvement or after stabilization following treatment with 1VIg or PE.

« Seen up to 10%. Usually within 2 months.

« Rx not defined. IVIG(2g/kg) course is given in clinical practice.

TRF duwoc dinh nghia 1a x3u di sau khi cai thién ban dau hodc sau khi 6n dinh
sau diéu tri bang IVIig hoic PE.

Chi€ém 10%. Thong thuong trong vong 2 thang.

Diéu tri khéng dwoc xac dinh. Mot dot IVIG (2g / kg) duoc duwa ra trong thuc
hanh lam sang




NOVEL IMMUNOMODULATORY APPROACHES
COMPLEMENT INHIBITION

1) Eculizumab

« Prevent formation of C5a and C5b.

* Impressive result in in vivo mouse MFS model.

« Japan phase 2 trial published. UK trial not published.

2) Soluble complement receptor 1 — Under phase 1 trial Inhibit classical &
alternate pathway.




NOVEL
IMMUNOMODULATORY
APPROACHES




2ND IVIG DOSE ( liéu thir 2 IVIG)

. Luén ctr dé nghi lidu IVIG thi hai

10% phat trién TRF can IVIG thir 2.

IVIG lan 2 cé hiéu qua trong cac thir nghi@m nhd khéng kiém soat
trong GBS nang khéng dap rng.

3. D liéu gan day cho thay, bénh nhan cé IgG huyét thanh tang twong
d6i nhd sau 1VIg cho thay sw phuc héi cham va khong day da

N =



Second IVIg Course in Guillain-Barré Syndrome patients
with poor prognosis (SID-GBS trial): protocol for a double-
blind randomized, placebo-controlled clinical trial




Rationale One course of intravenous immunoglobulins (1VIg) of 2 g/kg is standard
treatment in Guillain-Barré syndrome (GBS) patients unable to walk independently.
Despite treatment some patients recover poorly, in part related to rapid
consumption of IVIg, indicating that they may benefit from a second course of IVIg.
Objective To determine whether a second course of IVIg, administered one week
after start of the first course in patients with GBS and predicted poor outcome
improves functional outcome on the GBS disability scale after 4 weeks. Secondary
outcome measures include adverse events, MRC sumscore and GBS disability score
after 8, 12 and 26 weeks, length of hospital and ICU admission, mortality and
changes in serum IgG levels. Study design GBS patients of 12 years and older with a
poor prognosis, based on the modified Erasmus GBS Outcome Score (mEGOS) at one
week after start of the first IVIg course are eligible for randomization in this
double-blind, placebo-controlled (IVIg or albumin) clinical trial. Conclusion This study
will determine if a second course of IVIg administered in the acute phase of the
disease is safe, feasible and effective in patients with GBS and a poor prognosis. Trial
registration. This Dutch trial is registered prospectively as NTR 2224 in the
Netherlands National Trial Register (NTR) which is the Primary Registry in the WHO
Registry Network for the Netherlands. This article is protected by copyright. All rights
reserved.




Dw hau

« Du doan ty 1& bénh nhan khoéng thé di lai doc 1ap sau 4 tuan (vach den),
3 thang (vach dd) va 6 thang (vach xanh) trén co s& mEGOS khi nhap
vién (A) va vao ngay thr 7 nhap vién (B ).

« \ung mau xam xung quanh cac vach mau thé hién khoang tin cay 90%
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Predicted probability unable to walk
(percent)
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Predicted fraction of patients unable to walk independently at 4 weeks (black lines), 3 months (red lines), and 6 months
(green lines) on the basis of the mEGOS at hospital admission (A) and at day 7 of admission (B). The gray areas around
the colored lines represent 90% confidence intervals




Hbi phuc

» Begin to recover — 2-4 week

* Mean time to complete recovery — 200 days in 80%

» Major residual deficit remains in 10-15%.

* AMAN recovery is delayed compared to AIDP. Some cases are quicker
to improve.

* MFS improves rapidly in 3 months. Role of treatment is doubtful. (No
RCTs till now ).



CAU HOI?




