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l. Hanh chanh
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l. Ly do nhap vién

Yéu t chi




1. Bénh s

Bénh nhan khai bénh
Bénh 03 thang

Céch nhép vién 03 thang, bénh nhan thay yéu dan t& chi, kem té 2 ban tay va
sau dé phai nam tai giwvong. Nang dwoc cang tay khcl’)i mat givong, canh tay
thi khong,tu kéo chéng chan duoc. Diéu tri thudc Bac khong cai thién.

Cach nhap vién 01 tuan, yéu ndng hon, khéng thé ty kéo chéng chan 1én, cl
dong cang tay yéu hon => nhap vién



1. BEnh s

Trong quad trinh bénh, bénh nhan tiéu tiéu tu chd, khéng té hay gidm
cam giac @ nhirng vung khac ( té 2 ban tay), an khéng sac, khéng khé
thd, khéng nhin déi, yéu c6 dinh khong dao déng trong ngay.




V. Tién can

1/ ban than:

-Cach nhap vién 3 nam, co dot yéu twong tu khong thé di dung
dwoc, diéu trj tai bénh vién Xuyen 4. Chan doan: viem da re day
than kinh. Piéu trj thay khéng gidm => tw udng thudc bac. Sau vai
thang bénh tw céi thién, bénh nhan di ding dwoc ( nhwng van
con yéu it) va sinh hoat binh thwdng cho dén dot bénh lan nay




V. Tién can

- chua ghi nhan tién can bénh ly khac

- PARA: 2002, sinh thuwong

- Khoéng tién can di ing

- khong tién can phau thuét

- khdong dung chat kich thich, gay nghién .
2/ gia dinh

Chua ghi nhan tién can lién quan



V. lvoc qua cac co quan

- té 2 ban tay
- khong kho tho
- an khéng sac

- tiéu tiéu duoc



VI. Tham kham

(12/9/2019)

A/ khdm téng quat

1/ Téng trang

Da niém hong

CN:50kg, CC:1,55cm => thé trang trung binh
2/ dau mat co

Can doi, khong bién dang

Tuyén giap khong to



3/ Lbng nguc

Can doi, di dong diéu theo nhip thd
- Tim déu rd, khong 4m thoi

Phoi trong, &m phé bao ém dju

3/ Bung

Can d6i, khong seo mé

An khong diém dau khu trud




b/Kham Than kinh

1. Chiérc nang than kinh cao cap
Tinh, tiép xuc tot

Khéng hoang twdng, khong ao giac
Dinh huwdng luc tot

Tap trung chu vy tot

Ngon ngit: thong hiéu, dién dat va 13p lai tot




2/ Tu thé dang bd

Nam tai givdng, 2 chan d6 ngoai
3/ kham 12 day than kinh so
Khéng liét so

4/ Hé van dong

- Teo co

- khong rung giat bo co




- strc co tir chi: gbce chi (0/5) yéu hon ngon chi (2/5)
-5/ hé cam giac

- té 2 ban tay

- cam giac ndng sau binh thuong

6/ Phan xa

- pXGC tr chi (-)

- phan xa thap (-)




7/ ddu mang ndo

C6 mém

Kernig (-)

Brudzenski (-)

8/ Hé than kinh thyc vat

Khong roi loan co vong




VI. TOm tat bénh an

Bé&nh nhan nit, 37 tudi, bénh 03 thang, nhap vién vi yéu t& chi. Qua
tham kham ghi nhan

TCCN:
Yéu nang dan t chi
Di cam 2 ban tay ( té bi)

Tiéu tiéu ty chd



TCTT:

- teo co nhe t chi

- yéu ti chi: gbc chi (0/5) > ngon chi (2/5)
_ PXGC: (-), Thap ()

Khéng gidm cam gidc: cam gidc dau nhiét, rung &m thoa va vi thé khép
binh thuwong

Khéng rung giat bo co
Tién can :

cach nay 03 ndm co dot yéu tuong tu, sau do cai thién khong hoan
toan




VIII. Dat van dé

Yéu ti& chi kiéu ngoai bién man tinh




Phan biét neuron van dong thap: sirng trudc,
day tk, tiép hop tk-co, co?
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Co ché ton thuong than kinh ngoai bién
(neuropathy)?




Q Mét myelin: pha v& bao myelin
(GBS, Post diphtheric, HSMN)
0 Thodi hoa soi truc; ton thuong soi truc
(Toxic neuropathy)
Q Thodi hoa Wallerian; cat doan day than kinh
Chen ép: mat myelin khu tr
(Entrapment- Carpal tunnel syndrome)
Nhoi mau: viém dong mach
(Polyarteritis nodosa, Churg-Strauss synarome, DM|
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5 cau hoi dat ra ?

1. Fiber type 1. Soiton thwong nao? (vin
2. Pattern of distribution gg;g' )Cam gidei R aongke!
2. Kiéu phan bé? (xa, gan, doi
xing hay khong dal xing)
3. Diénfién? (cap, man, tién
trién, trng buéc, hét-tdi phat
4. Co hinh anh nguyén nhan
dic higu? (nhiém doc,dinh
dudng, &c tinh)
. Bénhly hoc ? (soi fruc, mat
myelin..)

5, Pathology /"

i
3. Temporal course |

4, Key features




Phan biét ton thwong mat myelin va soi truc?
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yéu gbc va ngon, méat px, tbc dd > bién dd, méat va tai sinh myelin, hoi
phuc nhanh
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IX. Bién luan

Y&u tir chi kiéu ngoai bién man tinh vi: yéu t& chi 3 thang, phan bé géc
chi yéu hon ngon chi, teo co, PXGC (-), thap (-).




1. Vi tri tdn thuong

Vi tri tdn thwong: khiém khuyét van dong + té 2 ban tay => tdn thwong ré, day.
nghi tén thuong da day ré tk vi:
-anh huwdng nhiéu day than kinh

-doi xirng



*So'i ton thuong:
-Soi cdm giac soi Idn vi: di cdm 2 ban tay + méat phan xa gan co

-S@i van dong: yéu co ti chi

-Khéng tén thwong sgi than kinh tu déng vi: tiéu tiéu tu chd, khong réi
loan tiéu hda, nhip tim déu, huyét dp 6n dinh




*Phan biét ton thwong so truc hay mat myelin???
*NghT dén mat myelin nhiéu vi:

- cam giac khong giam

-Mat PXGC

-Y&u ca gbc va ngon chi ( nhwng gbc > ngon: nghi cé thé do tén thuong ré
kém theo)

=> dé nghi EMG va choc dich n3o tuy




Vi tri t&n thuwong da ré day : sgi Ién cam giac, soi van dong, nghi nhiéu
mat myelin va ré




1. Nguyén nhan ?

Bé&nh dién tién man ( bat dau yéu ting dan 3 thang va cach nhap vién 1 tuan
yéu ndng hon), cd thé nghi dé&n nhirng nguyén nhan sau:

- Viém, thiéu dinh duwéng, ddc chat, can ung

Trén bénh nhan nght nhiéu dén viém vi: bénh nhan tirng c6 1 dot bénh trudce
day va sau dé hoi phuc khong hoan toan cho dén dot bénh lan nay

Khong loai trir do doc chat hodc can ung



Arsenic toxicity

Alcohol* Metabolic/endocrine diseases
Guillain-Barré vartants  (including diabetes)'

Toxins Alcohol*

Critical liness mum

Porphyria deficiency’
Paraneoplastic Hereditary*

Tick paralysis I0G paraprotenaemia

Paraneoplastic
Primary amyloidosis

*Common and/or important causes.
(CIOP = chron inflammatory demyolinating peripheral neuropaty. MMN = mutiocal motor neuropathy with conduction block; HNPP = hereditary newropatty with
tendency 10 pressure paises. NCS = nerve conduction studis)




Viém da day than kinh mat myelin man
tinh (chronic inflammatory demyelinating
polyradiculoneuropathy: CIDP) la gi?




O Thuat nglt viém da day than kinh mat myelin man tinh (CIDP) dwogc st dung
dé xac dinh b&nh nhan bj réi loan cdm gidc van déng ddi xirng, ti€n trién man
tinh hodc tai phat vadi sy phan ly dam té bao (cytoalbuminologic) va thadm
nhiém lymphocytes va dai bao vao md ké va chu mach endoneurial

(interstitial and perivascular endoneurial infiltration by lymphocytes and
macrophages).

0 N6 cd thé duwoc xem twong duong thé man tinh cla viém da ré day than
kinh mat myelin cap tinh (acute inflammatory demyelinating
polyradiculoneuropathy: AIDP), dang phé bién nhat cda héi chirng Guillain-
Barré.




Su tién trién cia CIDP la gi?




3 CIDP thuwdng bat dau ngdm ngam va tién trién cham, ca dién tién cham
hodc tai phat, vdi sy phuc héi mdt phan hodc toan bd gilra cac dot tai phat;
giai doan xau di va cdi thién thuong kéo dai hang tuan hodc hang thang.

[ Hau hét cic chuyén gia coi thoi gian can thiét cta cac triéu chirng la hon 8
tuan dé chan doan CIDP




Cac triéu chirng cua CIDP la gi?




Cdc triéu chirng bao géom:

3 Tién s nhiém trung (khéng thudng xuyén)

O Khdi dau yéu chi, cad gbc va ngon chi

[ Céc triéu chirng cam giac (vi du, ngtra ran va té tay va chan: tingling and
numbness)

O Triéu chirng van dong (thuong chiém wu thé)

O & khodng 16% bénh nhan, cac triéu chirng khdi phat twong ddi cap tinh hoic
ban cap

O O tré em, thwong xuat hién nhiéu triéu chirng

[ Cac triéu chirng réi loan chirc ndng than kinh ty déng (vi du, chdng mat tw thé
dirng: orthostatic dizziness)




Cdc triéu chirng phat hién caa he
thong than kinh goi y CIDP?




Cac triéu chirng thue thé phat hién gidi han trong hé théng than kinh, ngoai trir
khi tinh trang nay lién quan dén cac bénh khac. Nhirng phat hién c6 thé bao gbm
sau day.

[ DA&u hiéu lién quan dén day than kinh so (vi du, liét mat hodc nhin doéi)

[ Bat thuong dang di

@ Thiéu hut vidn déng (vi du, yéu ddi xirng ca co gbc va ngon & hai chi trén va
dudi)

[ Gidm hodc mat phan xa gan co

@ Thiéu hut cadm gidc (thudng 1a phan phdi ki€u gang tay- mang vd: stocking-
glove)

[ Phéi hop vidn dong kém




Cdc xét nghiém c6 thé hiru ich
trong chan doan CIDP?




@ Phén tich dich n3o tdy: Protein tang cao la phé bién (80% bénh
nhan); 10% bé&nh nhan cd thé ting t& bao lympho nhe
(lymphocytic pleocytosis ) va tang gamma globulin

3 Cong thirc mau toan phan (CBC), tdc dd mau lang (ESR), mirc do
khang thé khang nhan (ANA), sinh hda, va xét nghiém mién
dich(immunoelectrophoresis) huyét thanh va nudc tiéu (dé loai
trir cac roi loan hé théng lién quan)

[ Trong moét s6 treong hop nhat dinh, xét nghiém di truyén




Nhirng chén dodn hinh anh nao
cO thé xac dinh duoc chan doan
CIDP?



O MRI cot séng vdi gadolinium

O Pién co d6 (EMG) la mdt xét nghiém quan trong dé xac dinh xem roi
loan c6 thue su [a mot bénh ly than kinh ngoai bién hay khéng va liéu
bénh ly than kinh cé bi mat myelin khéng.

[ Sinh thiét than kinh ngoai bién (Peripheral (sural) nerve biopsy): dwoc
xem xét khi chan doan khong hoan toan rd rang, khi cdc nguyén nhan
khdc khéng thé duoc loai trir




X. Chan doan so bd

1/ viém da ré day than kinh mat myelin man tinh

2/ viém da ré day than kinh do ddc chat

3/ viém da ré day than kinh do can ung




X|. Dé nghi can lam sang

1/ xét nghiém thudong qui : cong thirc mau, AST, ALT, Ure mau, creatinin
mau, dién gidi do, glucose mau

2/ EMG ( dién co kim)
3/ choc dich ndo tuy
4/ MRI cot séng that lwng co can tir ( BN khong dwoc lam )



XIl. Két qua can 1am sang

1/ EMG: (12/9)

Bénh da ré day than kinh thé hily Myelin man tinh, cé ton thwong soi
truc thir phat.

2/ DNT (12/9)
Té bao 19 con (chd yéu lympho)
Protein : 164,57 mg/d|

=> phan li dam té bao



XIll. Chan dodn xac dinh

Viém da ré day than kinh mat myelin man tinh ( CIDP)

Vi: theo tiéu chuan chan doan CIDP( EFNS/ PNS)

Tiéu chan tng ho vé [am sang: (3/4 tiéu chuan)

- yéu tién trién man tinh hodc yéu géc ngon chi ddi xirng, tai phat
- phét trién it nhat trong 2 thang

- PXGC: giam hodc mat & tat ca cac chi



EMG




Tiéu chuan tung ho vé EMG:

Bénh da ré day than kinh thé hiy MYelin man tinh, cé ton thwong soi
truc thir phat.

Tiéu chuan vé dich ndo tdy: c6 hién twong phan ly dam té bao




XIV. Diéu tri

Piéu tri thwc té & bénh nhan

Solumedrol 500 mg 01 lo + NaCl 0,9 % 500 ml 01 chai ->>TTM
XXX g/p

Truyén 03 ngay -> chuyén sang udng

Prednisolon 1mg/ kg/ ngay



XV. Dién tién sau dicu tri

Ngay 1 sau truyén solumedrol: c6 thé tw chéng chan Ién

Ngay 2: dwa dwoc 2 canh tay I8n khéi mat giwérng va chdng chan
manh hon

Ngay 3: bi mat dau bénh nhan (?)




Cau hoi

1/ trong CIDP : hién twong phan ly dam té bao thuwdng kéo dai
bao lau ?

2/ Trong hwdng dan diéu tri CIDP ( EFNS/ PNS) 2010, dung
coritsteroid hoac IVIG t trung binh dén nang=> minh dwa vao
tiéu chuan nao dé phan dinh mdc nhe- trung binh - ndng?




An increased CSF white cell count of >10 cells/mm3 should suggest a diagnosis other than
CIDP. An exception to this general rule is that patients with human immunodeficiency virus
(HIV) infection may have a cerebrospinal fluid pleocytosis, although the CSF white cell
count in patients with CIDP and HIV infection is generally <50/mm3

S6 lwgng t& bao bach cau CSF tang 1én> 10 t& bao / mm3 sé goi y chan
dodn khac va&i CIDP. Mot ngoai & cho quy tc chung nay 1a bénh nhan HIV
cé thé cerebrospinal fluid pleocytosis, mac du sé luvong té bao bach cau
CSF & bénh nhan nhiém CIDP va HIV ndi chung 13 <50 / mm3




Cau hoi

3/ Trong hucyng dan diéu tri CIDP ( EFNS/ PNS) 2010 : dung
cortisteroid udng, néu dap trng dung liéu thap duy tri trong 1-2
nadm => xem xét dirng thuoéc=> minh dwa vao tiéu chuan nao dé

dirng thudc?




Cau hoi

4/ Piéu tri CIDP c6 thé [VIg, Corticosteroid , thay huyét twong =>
dwa vao mirc do nghiém trong cua bénh, benh tat di kem , dwong
tinh mach. Vay trén bénh nhan nay: yéu tu chi, nam tai cho =>
diéu tri nao 1a hop ly?

5/Néu dung corticoid dwérng tinh mach minh dung thudc nao va
liéu thoi gian dung ?




Cerebrospinal fluid analysis — A lumbar puncture is supportive of the diagnosis of
CIDP when the CSF protein is elevated (>45 mg/dL) and the CSF white cell count is
normal (ie, the classic albuminocytologic dissociation). This finding is present in
over 80 percent of patients with CIDP [52-54]. In most cases, the elevated CSF
protein level is >100 mg/dL, though CSF protein elevations as high as 10 times the
upper limits of normal are occasionally seen in patients with CIDP

Phdn tich dich ndo tay —

Choc do that lung ho tro chan doan CIDP khi protein CSF tang (> 45 mg / dL)
va so lwgng té bao bach cdu CSF I3 binh thudng (vi du, sw phan ly
albuminocytologic c6 dién).

Phat hién nay c6 mat & hon 80 phan tram bénh nhan mac CIDP. Trong hau
hét cac truong hop, protein CSF tdng cao > 100 mg / dL, mac du mirc tang
protein CSF cao gap 10 lan gidi han trén cia muc binh thuong doéi khi thay &
bénh nhan mac CIDP




The dosing of glucocorticoids Is not agreed upon. There are several equally reasonable ways to start and then taper the dose. Regimens
Including daily and afternate day oral prednisone, weekly pulse oral metnylprednisolone, and weekly or monthly pulse infravenous
methylprednisolone. How fast o taper and when to taper depend on a variety of factors. However, there 15 Increasing use of intravenous or
oral pulse glucocorticoids rather than dally oral prednisone [40], and we prefer the use of pulse glucocorticoids, either oral o infravenaus,
rather than dally oral prednisone, for initiation and tiration of dosing. Pulse dosing may have both a greater chance for early efficacy and a
lower side effect profle.

Chronic glucocorticoid use s limited by common and clinically important side effects that include weight gain, cushingoid appearance, easy
bruising and skin fragiity cataracts, aseptic necrosis of the femoral or humeral heads, hypertension, diabetes, and osteoporosis. Thus,
(lucocorticaid therapy is generally contraindicated in pafients with peptic ulcer disease, brittle diabetes refractory hypertension. severe
osteoporosis, and systemic fungal infections [1]. (See “Major side effects of systemic glucocorticoids” )

- Hiéu qua?
- Liéu dung? Cach dung? EFNS prednisone 60mg, giam dan, 12 tuan, duy tri
1-2 nam




Nhiing gi dugc bao gom trong dicu
tr1 CIDP?




A Khéng dwoc diéu tri, CIDP dac trung bdi khuyét tat tich 10y doi héi phai
diéu tri vat ly va nghé nghiép, dung cu chinh hinh va diéu trj 1au dai.
Cham sdc theo ddi chat ché véi mot bac si am hiéu trong linh vwe nay la
can thiét dé diéu chinh diéu tri.

@ Thudc va thay huyét tuwong cé thé duoc sir dung dé ngan chan su tién
trién cda bénh




Immunomodulatory/immunosuppressive
agents ?




@ Nhirng tdc nhan nay bao gdm immunoglobulin tiém tinh mach (IVIg),
thay huyét twong (PE), prednison, azathioprine, methotrexate,
mycophenolate, cyclosporine va cyclophosphamide. Viéc st dung
chidng dua trén co ché bénh sinh dugc dé xuat cia CIDP nhu la mot
diéu kién qua trung gian mién dich

3 Cac nghién clru d3 chi ra rang 6 thang dung pulsed dexamethasone hodc
8 thang dung thudc daily prednisone cé thé dat duoc suw thuyén gidm lau
dai & hon 25% bénh nhan




Khuyén cdo cip nhat diéu tri hién nay

For patients with chronic inflammatory demyelinating polyneuropathy (CIDP) who
have clinically significant disability, we recommend immune modulating treatment
using either intravenous immune globulin (IVIG), glucocorticoids, or plasma
exchange (Grade 1B).

Da3i véi nhirng CIDP bi khuyét tat dang ké vé mat Iam sang, ching tdi khuyén
ban nén diéu tri mién dich bang cach s dung globulin mién dich tiém tinh
mach (IVIG), glucocorticoids hodc trao déi huyét twong (D6 1B).




For patients with severe and fulminant CIDP, we suggest treatment with a rapid
immune modulating therapy such as IVIG, plasma exchange, or pulse high dose
glucocorticoids, rather than standard dose daily glucocorticoids (Grade 2C). We prefer
initial treatment with IVIG (if available) or pulse glucocorticoids because they are
usually easier to administer than plasma exchange. For patients with more insidious
CIDP, where the goal is to achieve remission, we suggest initial therapy with
glucocorticoids with or without IVIG or plasma exchange (Grade 2C).

Dadi véi nhirng bénh nhan mac CIDP nang va téi da, ching t6i dé nghi diéu tri bang
liéu phap diéu chinh mién dich nhanh nhu IVIG, thay d6i huyét twong hodc
glucocorticoids liéu cao, thay vi glucocorticoids liéu tiéu chuan hang ngay (Pé 2C).

Chung toi thich diéu tri ban dau bang IVIG (néu cd) hoac glucocorticoids pulse vi
chung thuong dé quan Iy hon trao d6i huyét twong. Péi vai nhirng bénh nhan mac
CIDP a&m tham hon, trong dé muc tiéu la dat dwoc sy thuyén giam, ching toi dé
nghi diéu tri ban dau bang glucocorticoids cé hodc khéng cé IVIG hodc thay huyét
tuvong (B6 2C).




For patients who fail to respond to the initial mode of therapy, we would
substitute an alternative treatment. As an example, failure to respond to IVIG
triggers intervention with plasma exchange or glucocorticoids

Da4i vdi nhirng bénh nhan khéng ddp irng vadi ché do tri liéu ban dau, ching toi
sé thay thé mot phuong phap diéu tri thay thé. Vi du, viéc khéng dap &ng vai
IVIG kich hoat can thiép bang trao ddi huyét twong hodc glucocorticoids




Patients with CIDP should be re-evaluated routinely to determine whether they are
responding to therapy. Maintenance therapy is needed for responders with active
disease. Therapy can be stopped for those who achieve remission, but relapses are

common

Bé&nh nhan mac CIDP nén duwoc danh gia lai thuwdng xuyén dé xac dinh xem
ho c6 ddp &ng vai tri liéu hay khong. Diéu tri duy tri la can thiét cho nguoi
dap ng vdi bénh hoat déng. Diéu tri cé thé dwoc dirng lai cho nhirng
nguwdi dat dwoe sw thuyén giam, nhwng tai phat 1a phé bién




Most patients with CIDP who respond to initial IVIG or plasmapheresis therapy will
relapse when the therapy is discontinued and will require treatment. For such patients,
we retreat and suggest repeating the initially successful treatment modality (Grade 2C).
For patients on glucocorticoid therapy who relapse, stopping the taper and/or increasing
the dose is reasonable. The timing and dose of ongoing intermittent treatments should
be titrated to avoid relapses.

Hau hét bénh nhan mac CIDP dap &ng véi IVIG ban dau hodc diéu tri bang
plasmapheresis sé tai phat khi nglrng diéu trj va sé can diéu tri. Pdi vdi nhirng
bénh nhan nhw vy, chdng téi diéu tri lai va dé nghj lap lai diéu tri thanh céng
ban dau (Lép 20).

Da&i véi nhirng bénh nhan dang diéu tri bang glucocorticoid tai phat, ngirng
thudc giam liéu va / hodc tang liéu |3 hop ly. Thoi gian va liéu lwgng cla cac
phuong phdp diéu tri gidn doan lién tuc nén dugc chuan dé dé tranh tai phat.




For patients with CIDP initially treated with IVIG who require high dose therapy for
many months, we suggest adding glucocorticoid therapy (Grade 2C). Similarly, we
suggest adding glucocorticoid therapy for patients initially treated with plasma
exchange who require frequent treatments over many months (Grade 2C).

Da6i vdi nhirng bénh nhan mac CIDP ban dau dwgc diéu tri bang IVIG can
diéu tri liéu cao trong nhiéu thang, ching tdi khuyén ban nén thém liéu phap
glucocorticoid (Do 2C).

Tuong tw, chung téi dé nghi bd sung liéu phap glucocorticoid cho bénh nhéan
ban dau duwoc diéu tri bang thay huyét twong, nhirng ngudi can diéu tri
thwong xuyén trong nhiéu thang (D6 2C).




For patients with severe CIDP who are refractory to treatment with IVIG,
glucocorticoids, and plasma exchange, and are also refractory to glucocorticoids
combined with IVIG or plasma exchange, or have unacceptable side effects with these
regimens, we suggest treatment with an alternative immunosuppressant (Grade 2C).
Options include methotrexate, cyclosporine, azathioprine, mycophenolate, or
cyclophosphamide. The choice among these agents must be individualized. Patients
should be informed that the benefit of these therapies for CIDP is unproven, and that
these treatments are associated with a risk of serious side effects

CIDP ndng, kho chita khi diéu tri bang IVIG, glucocorticoids va thay huyét tuong,
va cling khé chita v&i glucocorticoids két hop vdi IVIG hodc trao d6i huyét tuong,
hodc c6 tdc dung phu khéng thé chap nhan duoc, ching toi dé nghi diéu tri bang
thudc trc ché mién dich thay thé (grade 2C).

Cac lua chon bao gdm methotrexate, cyclosporine, azathioprine, mycophenolate
hoac cyclophosphamide. Sy lwa chon phai dwgc ca nhan hda.

Bé&nh nhan nén dwoc thdong bao rang loi ich cla cac liéu phap nay ddi véi CIDP 13
chua duoc chirng minh va cadc phwong phap diéu tri nay cé lién quan dén nguy co
tac dung phu nghiém trong




Duration of therapy — In many cases, appropiate treatment of CIDP with [VIG or glucocorticoids leas to Improvement o remission wiin 3
few months of starting therapy: approximately 30 percent of patients wil achieve cure or remission [4.16,17). Therefore. treatment can be
disconfinued for pafients who achieve sustained remission (eg, 12 months or longer) though careful follow-up 15 needed for possible refapses

and the negd for resuming therapy.

Thoi gian diéu tri.
Diéu tri cd thé ngung khi gidm binh duy tri 12 thang hay lau hon




The prognosis of CIDP is generally favorable, but data are limited.
Approximately 30 percent of patients achieve cure or long-term remission,

while approximately 18 percent have unstable active disease with a progressive
or relapsing course

[ Tién lwgng cda CIDP néi chung la thuan lgi, nhwng dit liéu con han ché.

[ Khodng 30 phan tram bénh nhan dat dwoc diéu tri khdi bénh hodc
thuyén giam lau dai, trong khi khodng 18 phan trdm cd bénh hoat
ddng khdng 6n dinh v&di mot qua trinh tién trién hodc tdi phat




Cau hoi




