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Benh an

Bénh nhan : Trwong Pham Quynh Nh...
Gioi . nlr, 15 Tubi, Vinh Long
Nghé nghiép : hoc sinh, Thuan tay phai
Nhap vien : ngay 15 thang 11 nam 2016

Ly do vao vién: yéu t& chi



Céach nhap vién 9 thang dang di xe dap thi cam thay yéu tay
chan va té nga nhap vién Vinh Long chan doan ha Canxi, xuat
vién vé nha bénh nhan yéu t&r chi nang dan vé chiéu

2,5 thang nay yéu nang hon,khdng tw thay quan ao dwoc,di lai
phai vin, nhin déi, nudt nghen, mdi mat khi doc sach. Kham
bénh vién Pai hoc Y Dwoc chan doan Nhwoc co diéu tri
Mestinon 60mg 1 vién x 3(udng).

Tién sur
- Khdng mac bénh gi trwdc do
- Gia dinh binh thwdng



Tham kham

Téng quét

Sinh hiéu:M: 84 lan/phut, HA: 90/60 mmHg T: 37 d& C, NT: 20
lan/phut, CN 46kg, Cao 1,6 m. BMI 17,9kg/m2

Bé&nh nhan tong trang trung binh

Da niém héng, két mac mat khdong vang, khéng XHDN,
Khéng phu, tuyén giap to déu 2 bén,khéng am thai

Hach ngoai bién khong s& cham

Cac co guan ndi khoa khac binh thuong.



Than kinh

Tinh tao, hop tac

Nhin ngang sang 2 bén gi¢i han nhe.

Sup mi khi nhin Ién

Strc co 2 tay: strc co goc chi 3-4/5 ,ngon chi 5/5
Strc co 2 chan: gbc chi 3/5,ngon chi 4-5/5

Pxgx (+)

Céc chirc nang tk khac chwa phat hién bat thwong



Tom tat

Bé&nh nhan ni 15 tudi nhap vién vi yéu tl chi bénh 9 thang:
TCCN:

Moi mat khi doc sach

Yéu t& chi ndng dan vé chiéu,tdng sau hoat dong

Nhin déi,nudt nghen thwdng vé chiéu

TCTT:

Yéu tay ti chi strc co’ goc chi 3/5,ngon chi 4/5



Chan doan

1.Chan doan héi chng:
+ HOI chirng nhwoc co
2.Chan doan vij tri:
+ Sau synap

Dé nghi cdn Iam sang

+ Dinh lwong khang thé khang thu thé acetylcholin
+ CT ngwc c6 can quang
+ EMG test kich thich lap lai




Céng thirc mau:

WBC 4,98 G/L
% NEUTRO 48,1 %
% LYMPH 2,39%

% MONO 5,3 %
% EOS 1.77 3,8%

% BASO 0,4 %

RBC 4.58 M/uL
HGB 123g/dL
HCT 37,1 %
MCV 81 fL
MCH 26,9 pPg
PLT 264 G/L

Puwong huyét
HbA1C
AST

ALT
CPK
CKMB
ure
Creatinin
FT4
TSH

Na

K+

Canxi
Chlor

4,9 mmol/l
5,1
27Ul
20UlI/
72,9U/L
13U/L
28,76 mmol/l
0,65mg/dI
0,94muUl/L
15,13pUl/L
138mmol/L
3,42mmol/L
2,27 mmol/L
103 mm/L



Siéu am bung,tim:binh thwong

Siéu am tuyén giap:nang giap nho 2 thly
X-quang ngwc: chwa ghi nhan bat thwdng
CT ngwc:con ton tai md tuyén e, KT #
40*20*38mm bat quang dong nhat sau tiém



Chan doan xac dinh

Bénh nhwoc co do llb theo OSSERMAN



bk owbdE

Chan doan xac dinh bénh nhwoc co?
Chan doan phan biét nhwoc co ?

Chan doan nguyén nhan nhuoc co?
Chi dinh phau thuat cat tuyén (rc?

Bang chirng hién nay diéu tri nhwoc co?




1. Chan doan xac dinh bénh

nhvoc co?




Chan doan co thée ?

- double vision
- difficulty chewing,” “dysphonia,”

Yéu co céac chi vao cudi ngay, nhuoc
co nang co6 thé anh huong ho hap,
chtrc nang nuot

Moi nguroi trén thé gidi 2 co hoat ddng hang ngay: Co vdn nhadn ngoai
(extraocular) va co nhai (mastication, maseter): xem TV va an



Test xacdinh?

1. Test dau tién tot nhat; acetylcholine receptor antibody so
test edrophonium, nhay 80-90%. Bn am tinh test anti-MUSK
antibody (muscle-specific kinase)

2. Test Edrophonium: &rc ché acetylcholinesterase tac dung
ngan

3. Test chinh x&c nhat: electromyography cho thay giam dé
manh v&i kich thich lap lai



EMG

% CMAP (compound muscle action potential)

** Following repetitive stimulation of motor nerve
(MG CMAP giam >10%)
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Tiéu chuan chan doan MG

d Pac diém dao déng va yéu co hanh tly, mat va co van
Q Kich thich than kinh 1ap lai xac dinh thiéu hut tiép hop
than kinh co dac biét trong MG

4 Dién co don soi(SFEMG)

d AChR antibodies

d MuSK antibodies




Chan doan hinh anh?

 Chest x-ray ’ ’
d CT hay MRI tim kiém thymoma hay thymic hyperplasia. Tot
nhat CT can quang



M6t phu nir dén khoa cap clru v&i yéu 2 chi dwdi trong
vai ngay. Khdam mat phan xa gdi, yéu t kh&i dau co bap
chan lan co dui. Bwéc khan cap nhat 1a?

1. chirc ndng hd hap

2. Khi mau déng mach

3. Do dan truyén than kinh( NCS)

4. Choc do DNT

5. Peak flow meter

A peak flow meter is a portable, easy-to-use device that measures how well
your lungs are able to expel air. By blowing hard through a mouthpiece on
one end, the peak flow meter can measure the force of air in liters per minute
and give you a reading on a built-in numbered scale. If you have asthma,
your doctor may recommend that you use a peak flow meter to help track
your asthma control.




Answer: A, The most dangerous thmg that can happen with GBS s dysautonomia or mvolvement of the resprrator

musckes. Peakinspiratory pressure or a decrease m forced vital capactty (FVC) 15 the earliest way to detec
impendng respiratory fatlure, If you watt unt there is CO accumulation on an ABG, i  too hate. Nerve conduction

studies are the most accurate test, but therr resuls are not as mportant as answermg the question “Do you know

who  gomg to de from respratory falure?” Peak flow assesses expiratory function, which 1s not greatly mpared
In GBS; peak flow 15 best used to assess obstructive disease such as COPD or asthma,




2. Chan doan phan biét




Lambert-Eaton Myasthenic Syndrome







Fresynapic nerve lermnal

Neuromuscular
Junction Disorders

- (toxin
—aa V1 <

O« «
PRy an

m,.h
A ST

TETNAL

3..___.__....___
i
i

!
]
|

!
:

oo.ovn.o
~.::

|

~~

Postsynaptic muscle membrane



Dich t& hoc

A Tudi trung nién

0 50% lién hé ung thw phdi t& bao nhé (3% SCLC c6 LEMS)
O Cac u khac: hodgkin lymphoma, thymoma

Q 27% c6 rdi loan ty mién khac

3 Yéu t6 gia dinh



Trieu chng







d Tuwong tw MG ,
0 Yéu co goc chi tién trién cham, chi trén (loai trir d6i xirng,

ngon chi) ,

d RGi loan chire nang tk tw dong(khé miéng, mo mat, tao
bon...)

4 Lién hé cac day so: sup mi, ligt vom hong(it gap hon MG)
O Suy hé hap

d LEMS: paraneoplastic va autoimmune |am sang gidng nhau




Nguyeéen nhan

factor




Chan doan

3 Sign: pxgx gidm hay mat
O Hau synapse/postexercise facilitation (diéu kién thudn loi
sau bai tap)

Co co tbi da 10 gidy(maximal isometric contraction) cé thé dan dén tai
xuat hién pxgx bi trc ché hay vang mat truede do, cai thién tam thoi strc co

Isometric contraction: co co cung kich thuwoéc




d ndng mi méat nghich thuong, hay qua mire: xay ra sau khi
duy tri nhin I1én & bn LEMS

3 yéu gbce chi dién tién chdm, déc biét tk tw dong, it triéu
chirng mat hanh tdy, cai thién strc co, pxgx khi hoat ddng ngan







O Lam sang+ VGCC antibodies+ NCS
0 Tam soat bénh ly 4c tinh

U Radioimmunoassay

O Electrophysiologist

1 Postactivation facilitation

Electrophysiologist
The pattern in LEMS is distinctly different from the postsynaptic NMJ changes seen in MG.
Isolated reduced baseline amplitude compound muscle action potential (CMAP)

Postactivationfacilitation
Increase in the CMAP amplitude following high frequency stimulation
Following high frequency (10 to 50 Hz) repetitive nerve stimulation (RNS) (waveform 1) or
brief (eg, 10 seconds) maximal isometric muscle activation (waveform 2), there is a significant
increment with a marked in the CMAP amplitude.
Postexercise facilitation « the increase in CMAP amplitude after brief isometric exercise.




Electromyography (EMG) - motor unit action
potentials are often unstable

Single fiber EMG (SFEMG) - significant jitter and
transmission blocking that is characteristically
improved at higher firing rates

LEMS usually have significant nerve conduction
study abnormalities with relatively well-
preserved strength, while patients with MG
usually have modest EMG abnormalities in the
face of rather significant weakness and

fatigability

MUAP khéng 6n dinh
SFEMG ‘
LEMS: NCS bat thwdng trong khi strc co’ con bdo ton

nguworc lai MG




* Edrophonium test: no response
« EMG:

f - rapid (>10 Hz) repetitive stimulation incremental response
f- post-exercise facilitation incremental response with exercise

« Screen for malignancy, especially small cell lung cancer




?22What is the recommended treatment??




d Tam soat bénh ly &c tinh

Q Guanidine: trc ché kénh K, gia tdng phong thich Ach. Han
ché toxicity, trc ché tay, ddc than

d Aminopyridines(Dalfampridine): kéo dai khtr cwwve mang
tan cung tk gia tang Ca di vao va cai thién phong thich Ach
4 Pyridostigmine

4 IVIG

Q Uc ché mién dich: prednisone

4 Plasma exchange (plasmapheresis)




Chwng ngo doc thit




Clostridium botulinum

A gram-positive, anaerobic

bacilli. \ ‘/é}ib

Spore forming. \

- 5 ~ / I
Toxin forming. / T
Heat sensitive. /J/\/

Prefers low acid environment.
Cause Botulism disease.



3 Botulism: ddc than kinh do vi tring Clostridium botulinum
1 Cb 5 loai chinh

Food born(Foodborne botulism) |
Wound botulism

Infant botulism

Adult intestinal toxemia
latrogenic botulism




Co ché bénh sinh

Neuromuscular Junction
Motor Nerve
Terminus

Normal Neurotransmitter Release
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bacterial neurotoxins responsible for botulism and tetanus.




8 Exposure to Botulinum Toxin
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Botulinum toxin

d Adrenergic synapses khéng anh hwéng, khdng
qua hang rao mau nao
d Gi¢i han trong hé thong cholinergic ngoai bién




Trieu ching

Q Khi dau 12-36 gid sau an vao

Q Bénh ly day so 2 bén, yéu chi lan xudng dbi xtrng
dTriéu ching tieu héa khéng dac hiéu

Q Khéng sot

QThiéu hut tk doi xrng

1 Bn con dap ng

d Tim cham hay bt, HA bt

d Khong thiéu hut cdm gidc ngoai trir nhin mo

Bulbar palsies summarized as "4 Ds"
— Diplopia, dysarthria, dysphonia, dysphagia
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1inausea
5‘9“3 QM SY‘“PW 12-lack of .

fever

2-vomiting

11-
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2?What further testin




4 Tim toxin trong mau, phan, dich 6i va thirc an nghi ngo’
d Toxin neutralization mouse bioassay

d EMG

1 Choc do DNT loai trtr viem nao, mang nao

3 Cay vi trung

Clostridium botulinum
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Piéu tri

Antitoxin should be administered as soon as
possible and should not be delayed while
awaiting results of diagnostic studies.

*Antibiotics - unproven by clinical trial but widely used and
recommended for wound botulism after antitoxin has been

administered

*Wound botulism - extensive debridement even if wound

appears unimpressive.




Antitoxin

Hai botulism antitoxin cé thé dung & My

[ Equine serum heptavalent botulism antitoxin: tré em
trén 1 tudi va nguwdi Ion

O Human-derived botulism immune globulin: tré em
dwdi mot tudi



Equine serum botulism antitoxin — Antitoxin therapy
with equine serum heptavalent botulism antitoxin, which
contains antibodies to the seven known botulism toxin
types (A through G)

(Since equine botulinum toxin can cause sensitization and anaphylaxis,
It should only be given to individuals thought to be at high risk for the
disease based on clinical presentation and history suggestive of
exposure)




Human-derived botulinum immune globulin

Human-derived botulinum immune globulin (called BIG-1V or
BabyBIG) dung qua dwdng TM tré em dwdi mot tudi chan
doén infant botulism. BIG-IV nén ding s&m khi c6 thé




Khang sinh

): Preferred drug of choice for
wound botulism. Interferes with synthesis of cell wall
mucopeptide during active multiplication, resulting in
bactericidal activity against susceptible microorganisms.
(Adjunctive to antitoxin: 20 million units/day 1V divided

q4-6hr)

- Clindamycin (Cleocin): Alternative to penicillin.
Inhibits bacterial growth, possibly by blocking
dissociation of peptidyl tRNA from ribosomes, causing
RNA-dependent protein synthesis to arrest. (150-450 mg
PO g6-8hr; not to exceed 1.8 g/day

1.2-2.7 g/day IV/IM divided q6-12hr; not to exceed 4.8
g/day)




Chan doan phan biét v&i bénh co

Hai bénh doi khi cé thé nham |an vd&i bénh nhuwoc co

d Mitochondrial cytopathies
d Myotonic dystrophy va oculopharyngeal muscular dystrophy.




Muscular dystrophy: Myotonic dystrophy va
oculopharyngeal dystrophy

< C6 thé gay ptosis va liét van nhan.

s Myotonic dystrophy: autosomal dominant disorder

+ Lam sang: ptosis, yéu co' mat, ham va cb va chi.

+ Bat thwong khac: cataracts, cardiac conduction defects, dac
diém mat( mat dai v&i teo co thai dwong va co can), tran hoi,
tén thwong tri tué.

+ BN phat trién dysphagia va ophthalmoparesis vai ca



Oculopharyngeal dystrophy: muscular dystrophy
Péc diém
Tién trién cham chap ptosis va dysphagia
Kh&i phat 40-50 tudi
Yéu co gbc chi, thwérng chi trén
Liét van nhan sau sau kh&i phat ptosis va dysphagia



Cac benh di kem MG ?

* Hyperthyroidism
Occurs in 10-15% MG patients

* Exopthalamos and tachycardia point to hyperthyroidism

« Weakness may not improve with treatment of MG alone in
patients with co-existing hyperthyroidism

» Rheumatoid arthritis
» Scleroderma
* Lupus



Cdc réi loan than kinh co thwong gap

Myasthenia Gravis Lambert-Eaton Botulism
Ocular/Bulbar Paresis . - ++ (early)
Limb Weakness + 4 -
Fatiquability + - -
Post-Exercise Enhancement - + -
Refiexes N | !
Anticholinergic Sx - + B
Sensory Sx - - -
Associated Conditions Thymoma Small cell carcinoma Gl S&S
Repetitive EMG Stimulation ~ Decremental response Incremental response T (rapid stimulation)

J (slow stimulation)




3. Chan doan nguyén nhan

nhuvoc co ?




1) H6i chirng nhwo'c co bam sinh

sai sot di truyén & tiép hop than kinh-co )
2) Hoi chirng nhwoc co mac phai

roi loan tw mién va ddc chat)

(
(
(
(




(1) Héi chirng nhwoc co’ bam sinh do céc ‘
sai sot di truyén ¢ tiép hop than kinh-co’ bao gom

+ Thu thé acetylcholine(AChR),

+ Thu thé két tap protein & xi-nap (Rapsyn),
+ Choline acetyl transferase (ChaT),

+ Acetylcholinesterase (AChE),

+ Dok-7(downstream of tyrosine kinase 7)




(2) héi chirng nhworc cor mac phai do réi loan tw
mién va doc chat

+ Thu thé acetylcholine(AChR),

+ MuSK (muscle-specific kinase)
+ Kénh calcium.

+ Kénh sodium.




Réi loan tiép hop than kinh co' mac phai

Myasthenia Gravis

Lambert Eaton Myasthenic Syndrome (LEMS)
Toxic hay Metabolic

Botulism

Hypermagnesemia

Drugs (D-Penicillamine)

Organophosphate toxicity

Snake, spider, scorpion bites

+ + + + + + + +




" Disorders of Neuromuscular Transmission

Acton potents
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Nifedipine, verapamil, lead,
cobalt, manganese, magnesium
Block Ca’* uptake by nerve terminal, thus

impairing release of ACh from vesicles,
which is normally promoted by Ca®*

Botulin
Blocks ACh release from
vesicles

Acetycholine (ACh)
Normally binds to rece-
ptors on postsynaptic
membrane to open
cation channels, causing
depolarization and
initiation of action
potential that leads to
muscle contraction

Physostigmine (P)
and edrophonium
chloride (E)

Block AChE from
degrading ACh to
choline and acetate,
thus prolonging
action of ACh

Curare (C) and

« bungarotoxin (B)
Bind to ACh receptors
and block ACh from
binding to open cation
channels, thus
preventing
depolarization

Succinylcholine (S)

and decamethonium (D)
Cause cation channels
1o slar open. Persistent
depolarization
paradoxically results in
relaxation of muscle.

=
o\ JFY

Hemicholinium
Blocks reuptake of choline,
thus impairing formation
of ACh



4. Vai tro tuyén &c trong MG ?

Chi dinh phau thuat?




Tuyén e bat thuwdng 75% bn MG

- 65% Hyperplastic

- 10% neoplastic

] Thynoma cé thé lan rdng dén phdi va gan

Anatomy of thymus, with emphasis on blood supply and Lateral view of thmeS.

relation to recurrent laryngeal and phrenic nerves.



0.49/100000 person-years in Asia, 0.2-1.5% of all cancer
50% of all anterior mediastinal tumors
Bimodal peak age (40 and 70 with/without MG)

45% thymoma pts have MG, 10-15% MG pts have thymoma

puimonary
runk




Vai tré tuyen trc trong nhwoc co

1. Vai tro hé thbng mién dich trong giai
doan dau cudc séng

2. Tré em tuyén (rc hoi Ién phat trién tcr
ttr dén tubi day thi va nhé dan thay

‘% " bang mé mé khi gia
| ™ 3. Nguoi I6n nhuwoc co tuyén trc bt

thuong 75%, mot sé c6 thymoma,
thuong lanh tinh c6 thé ac tinh

Vai tro gay nhwoc co ?

Tac dong phét trién tb mién dich sai
Iéch, sén xuét khang thé AChR

A

Wlee

o




thymic carcinoma

breast
breast

normal
blood
vessels

sternum
vena

e thymoma

{ trachea C A lung

esophagus

Va7 i heart




Bon nguyén tac trong diéu tri MG

1. Symptomatic treatments (anticholinesterase agents)

2. Chronic immunomodulating treatments (glucocorticoids
and other immunosuppressive drugs)

3. Rapid immunomodulating treatments (plasma
exchange and intravenous immune globulin)

4. Surgical treatment (thymectomy)




Thymectomy

1. Ly luan thymectomy BN co6 acetylcholine receptor
antibody-positive MG lién hé dén thymus gilr vai trd
quan trong trong bénh sinh MG va phan I1&n bn MG
c6 thymus bat thwong.

Thymectomy dugc chi dinh bn c6é thymoma, khéng
quan tam dén thé lam sang (eg, generalized, bulbar,
ocular, etc)



Thymectomy

2. Thymectomy BN MG khéng tim thay thymoma lién
hé dén bn khong trieu chwng hay lui bénh ma khong
dung thudc (khéng cé dir liéu nghién ctru ngau nhién)

Ich loi thymectomy khdng tire khac, khdng ich Igi cho
moi ngwoi: ti Ié trung binh khdéng triéu chirng 40% va
khoi bénh khéng dung thudc tr 25-50% trong 5 ndm
sau phau thuat



Thymectomy

3. Thoi gian t6i wu d& phau thuat khong thiét 1ap. Tuy
nhién co & tot nhat 1a kiém soat gidm toi thiéu triéu
chirng hé hap va hanh tly, tranh van dé xung quanh
phau thuat



Thymectomy

4. Thymectomy thuong chi dinh bn c6 seronegative cho ca
AChR va MuSK antibodies (seronegative MG). Tuy nhién
bang chirng c6 thé st dung dwoc khéng cung cap

thymectomy cho nhirng bn khéng c6 thymoma ma MuSK-
positive MG.




Thymectomy

5. Vai trd thymectomy trong MG thé mat con ban cai



Thymectomy

6. Thvmecfomv cho bn khéng thymoma dwéi 60 tudi cé6 MG
toan thé va ca AChR antibodies, hay khbng c6 phat hién
AChR hay MuSK antibodies (seronegative MG) ( Grade
2C).

Khéng thwe hién thymectomy bn MuSK antibody-phdi hop
MG khong c6 thymoma ( Grade 2C)




Thymectomy

7. Diéu tri rapid immunotherapies - plasmapheresis hay
intravenous immune globulin trwéd'c phau thuét cho bn
cé triéu chirng hd hap hay hanh tay trwdc do véi bat
cr phau thuat nao ( Grade 2C).

Cham séc tién phau thuat cho bn thymectomy sé dwoc
phau thuat vién lién két v&i bs than kinh hay chuyén
gia MG.




Bang chirng diéu tri MG

what evidence actually exists in the literature for
the treatment of myasthenia gravis, a very well-
studied, understood disease?



Tiéu chuan doéng thuan

Anticholinesterase agents (pyridostigmine) for symptomatic
relief

Oral prednisone

Immunosuppressants for steroid-sparing effect (azathioprine,
mycophenolate mofetil, cyclosporine, tacrolimus, rituximab)

Plasma exchange or IVIG (both effective) for a crisis, before

thymectomy, for severe exacerbations, or in patients with
inadequate response to other agents

- IVIG is more accessible
Plasma exchange may work faster
Removal of thymoma
Effect of thymectomy is being reconsidered but remains an option




« Thymectomy

$5% of patients show improvement or remission

« Symptomatic relief

Acetylcholinesterase inhibitors (e.g. pyridostigmine)

floes not affect primary pathologic process so rarely results in
control of disease when used alone
 Immunosuppression

$teroids are mainstay of treatment (70-80% remission rate)
Adzathioprine, cyclophosphamide, and mycophenolate as
adjuncts or as steroid sparing therapy

e Short-term immunomodulation (for crises)

Vlg and plasmapheresis




MG—Treatment and Outcomes

f0d n=470, 19 tertiary centers
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Thymectomy Steroids Other IS Anti-AchE

Quicomes (mean follow-up 8 yrs, minimum 1 yr)
* Remission 30%
+ Ocular 35%

+ Generalized 35% (only 4% with moderate to severe disability)
* MGFA 0-ll increased from 78.7% to 96.7% (p<0.01)

IS=immunosupprassanl; Andi-AchE=cholinesierass inhibilor; MGFA=Myasthania Gravis Foundation of Amanca

Adapted from: Kawaguchi N e al, J Newrol Sgl. 2004:224:43,




What are the long-term outcomes on managing a
patient with myasthenia gravis?



Dw hau

» 30% eventual spontaneous remission
 with treatment, life expectancy is equal to that of
a person without MG, but quality of life may vary




MG—Treatment and Outcomes (cont)
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Adapted from: Grob D el al. Muscle Nerve, 2008;37:141




Uc ché acetylcholinesterase

1. 90% dap ng

2. It hiéu qua nhin déi hon sup mi

3. Tac dung phu lién quan muscarinic: ha ap, nhip cham,
tiét nwée bot, dau bung, tiéu chay

4. Chéng chi dinh: suyén, loan nhip, phi dai tién liét tuyén

5. Nhuan truérng c6 thé gidm hép thu thube

Tét ca nhe, két hop ca vira va ndng



. Nguy co I&én nhat khang men: cholinergic crisis: qua
nhiéu Ach gay yéu co do (rc ché sw khir cuc

. Nghi ng& khi két hop tang nwée bot, dau bung, rung
giat bo co

. Kho phan biét con myasthenia crisis(ban cap, yéu nang
do thiéu cholinergic) ngay ca test edrophonium

. Nhap vién ICU, th& may, ngwng tam thdi thudc, diéu tri
thay huyét twong va gamaglobulin



trc ché mién dich

10

Piéu tri quan trong GMG

2. Liéu thap, cach ngay prednison ich loi 90% OMG, cai

B~ W

thién nhin doi 75%

. Liéu cao két hop xau trong vai tuan dau
. Azathioprine dung nhw steroid-sparing (hay steroid-

reducing): trc ché mién dich dai han, it di¥ liéu trong
OMG, can theo d&i neutropenia, (rc ché tly xwong va
viém gan va teratogenic. Cyclosporine doc hon, it dir
lieu OMG



Prednisone

< Uc ché mién dich thweng dung nhét prednisone

v OMG ?

% Quyét dinh prednison trong OMG thay thudc va bn phai
can bang vé mrc dd nang triéu chirng cla ho, do lwéng
hiéu qua viéc diéu tri khédng dung thubc (eg, ptosis tape to
elevate the eyelid and patching to eliminate diplopia), v&i Khd khan
cai prednisone trong mot s bn va tac dung phu

**10% bn OMG khai tw nhién khéng dung corticosteroids



Prednisone

< X4au hon khi kh&i dau prednisone liéu cao it gdp bn OMG
hon so véi GMG

<+Khuyén céo liéu thap tang dan trong 3 dén 4 tuan

< Liéu toi da 0,5-1mg/kg thwdng can thiét trong nhiéu tuan
doi khi nhiéu thang dé duy tri hiéu qua



Prednisone

< Khéng c6 mét khuyén cao vé liéu do tac dung phu khi
dung kéo dai, giam liéu thap nhéat hiéu qua sau khi hét va
6n dinh triéu chirng

<Duy tri liéu thdp 5-10mg cach ngay thwdng hiéu qua
trong OMG, nhwng dap (rng thay dbi rat nhiéu. Liéu cach
ngay can tham khao



F'Steroid sparing agents

s+ Azathioprine, mycophenolate mofetil va cyclosporine
thuéc re ché mién dich second line khi bn khéng dap trng
hay dung nap prednisone

< C6 thé dung voi prednisone dé gidam hay cai prednisone
< Tac dung phu thubc han ché dung trong OMG

M6t s6 nc mé ta cho azathioprine gidm phat trién GMG ?
<++Nguy co lymphoma v@&i azathioprine va nhiém doc than
vQi cyclosporine
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