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metody 1.volby

A -hl adiny I munogl obulgG IgAT IgNld&vvigEnt i t at i vni)

A -cirkuluj?2c?2 i munokomplexy metodou PEG

A C3, C4 slogka kompl ement u

A T Ilymfocyty (stanoven2 povrchovich znakT)
stanoven? B lymfocytT (CD 19, CD20)

A -antinukle8rn2 protil 88tky (ANA, ANF) metodo
dospRl Il ch pacientT), ENA screening

A u dRt2 nhRkter§ z metod orientaln?2ho vygets$s
Soul 8st?2 kompletn?2ho i munologick®ho vyget ¢
Ak ompl etn2 krevn?2 obraz t.j. vlietnhD difere

AFW (ev. CRP zejm®na u dndt2)
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autoprotil 8tky org8nov0nD nespecifick® (dsDN
a )dal g2) a orgs8novhn -$TEABCAfantcTIGRaNtipTPO, LKM, &nti- k y
ZP

dal g2 ukazatele bunhRln® imunity nap$S. znak
| ymf ocyty, adhez2vn?2 mol ekuly

funkl n?2 testy T a B lymfocytT (blastick® t
vyget Sen2 fagocyt§rn2ch funkc?2 v]etnhD oxid
stanoven2 specificklch I gE (AllergyScreen,
ECP

Cl inhibitor, Clinh funkln?2 test

stanoven? sekreln?2ho | gA

stanoven? podtS$2d 1gG1l, 1gG2, 1gG3, 1gG4



Vyget Sen2 hl ad

IgG, IgA, IgM

Indikace

podezSen2 na prim. |i sek.defekt (naps§s.
syndrom, nefrotickl syndrom, pop8leniny
mal i gnity, 1T munosupresivn?2 terapie)
recidivuj2c2 infekce dlichac2ch cest, ar

gynekol ogick® z&8nNhRty, pSetrvg8vaj2c?2 sub

pr Tkaz paraproteinemi? (myelom, Wal dens
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Q‘ Stanoven? podt

Al ndi kace Ng§chyl nost k Dbak
norm8l nzm | i | ehce snz2gen®m
Asn2gen2 |1 gGl vDtginou sekun
ApSi defektu 1 gG2 infekce pn
H.influenzae, nhRkdy z8roveR

A defektlgG3isi nusi ti dy, otitidy u
Adefekt 1 gG4 vDtginou provs§sgz
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Ahodnocen?2 aktivity SLE a

PSi soulasn®m pokl esu C3
AvDt g2 viznam maj? ty | K,
st NDnou

Ael evace | u 1 nfekc?, ma |

aut ol munitn2ch chorob

A metoda: precipitace polyetylenglykolem PEG IKEM,
CIK C1g nefelometrie



St anoven? CIlIK prec

polyetylenglykolem (PEG)

A4

AANRDtg2A |1 K, pozdhRjg?2 stadium

Amonitorovsg§n?2 prTbRDhu syst. o

AAsel ektivn2fi preci pRIt aces ®row
prost Sed? 3, 75% PEG




Vyget Sen? s

komplementu

ApodezSen2 na prim. |i sek. d
Infekce G-. mikroorganismy

~

Aprim8rn2 defekty mohou blt s
(dysregul ovan8 aktivace komp
Zzhorgen® odstraRovg8n2 apopto

Asekund8rrhispoeSebbvg8§vEn2 pSi
onemocniDn2ch (zejm. SLE), gl
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Vyget Sen? s

komplementu

Aktivita komplementlscakteaeingov®niteceéyt pSi podezS
sl ogek kompl ementu
podezSen2 na vkyosnopkl ® nzeanptooj|ve@h? o
syst®mu do chorobn®ho procesu

Man-zu v8zaj2c?2 proWVMeobmenl deficit

C1 inhibitor Kvantitativn?2 deficit inhibit
Cl inhibitor T funklKenaltiésativn2z deficit inhibito
Funkl n2 hemolytick® Vregen®CHe€Cdcstggéekyz8&8cn®
faktorT B a D

Termin8l n2 kompl ex Defnplcétqe@Hl@Og’;MQD—g




Sn2gen§ htiandchi nae C1lpS2|inou
anyigniewooficeyuerdéont i ¢ k 1 ed®

Toto onemocnRNn2 mTge blt vr

typ Cl-inh aktivita |C3 |C4
Heredit8rn2 angi o(30% 20% N
kvantitati vnadnm de]
Heredit 8rn2 angi o(100%, 20% N
kvalitativnzm)defli zvIigen®

koncentrace
Z2skanl angi oed®m|30% 20% N
s lymfoprolife r a ¢c 2 )
Z2skanl angi oed®m|60-70% 10% N
protil 8t kanm)j pr ot

Upraveno dle: Gedivg§ D., StS2¢g dnhibisbanml af
O



Vyget Sen ?

komplementu

S |

CH 100 a AH 100 -Defekt termin8ln2ch sl og
Nul ov8 nebo vielmi,| C59)
hodnota obou |t est T -DeficiencefaktorulaH

PS2tomnost C3NEF
CH 100 nor m8l|n?2 | .
AH 100 nulov§—ﬁ—e—b>ogezt;(;kliot”3[;])a zal sthu altern:
n2zk8 hodnot a ’
CH 100 nulovs8 nebgDefekt na zal 8t ku kIl asi clk
nz2zk8 hodnot af— | (Clqg, Clr, Cls, C2 nebo C4)
AH 100 nor m8l |n2
CH 100 i AH 1|00 sn

Aktivace komplementu in vivo
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PS2tomnost v s®ru (vysr§

Typizace

Typl.imonokl|l on8I n2 kryogl o
paraproteiny IgG, IgM, IgA

Typl.L.Tsm2 gen® kryoglobul in
paraproteinu s polyklong§

Typl.Tpol ykl on8l n2 i munogl

Pozor: speci 8l n2 odbDr!




Aut oprotil 8t Kk

|l munogl obuliny, nam2Sen® proti endo
Vproteiny, glykoproteiny (i.c. enzymy,
nukl eov® kyseliny (komplexy s DNA a RN
V fosfolipidy (kardiolipin, fosfatidylserin)
V glykosfingolipidy

Stanoven?2 autoprotil 8tek
N§|l ez aut oputodii mBrnietkn?2 onemocniNn?2 ?

Vgdy je nutn® hodnotit po
kontextu s klinickIm obr a

Kombi nace autoprotil 8tek




Aut oprotil 8t Kk

StejnlD jako autol munitn?2 onem
syst®mov® a org8novhlD specific

Vyget Sen?2 indikuj eanet wigmyn iptSm2 pz
syst @Gneobvol uarlggr@hoor g8&§nov0hN speci f
vyget Sujeme screeningovhD i nhRkt
t Dcht o onemocnfDn?2 | e vel mi | ast (
pol yglandul 8rn2 syndr om.




nukleoplasmatisch

singiomis ‘

L Mitosen -

Mitosen +

l_ dsDNA

Histone

|

gp-210, Tpr

SLE

L Lamin A,B,C
Lamin assoziierte
Proteine (LAP) 1,2

induzierter LE

L chron.

Hepatitis

medikamenten-

biomedical diagnostics

copyright Andrea Krapf, von Mihien, Tan etal ‘96 |

Auszug aus dem Buch: ,ATLAS of Immunofiuorescent
Autoantibodies”

— i
LhnRNP

L sLE

L_snRNP

L SLE, MCTD
|_ss-A/Ro
SS-B/La
l_ Sjogren’s Syndrom
SLE, Neonataler LE
—[PIESHorpiy
L_ PCNA
i

Centromere — Mitosen +

L CREST Syndrom
Raynaud’s Syndrom

P95 — PBC

p80 Coilin

| mcTp, caH, PBC
Autoimmun-Hepatitis

Vimentin

l_ Chronisch entziindliche
Erkrankungen

m cytoplasmatisch
*
L pm-scl
L PM-Scl Overiap Synd. | _jsehi feii gesprenkeit:
— klumpig/schollig | Jo-1 E p_Bc
. Fibrillarin PL-7, PL-12
| Sklerodermie |_ PM
Dermatomyositis —— Golgi Apparat
at | SLE, Sjsgren’s
—{fiomogen| Syndrom
RNA pol |
T — I— Ribosomale RNP —|Zentrsien
ey
L Skierodermie SLE
== NuMA
NOR 90 .
Actin, Myosin Midbody

p330%/cENP.F

l— Karzinome

Myasthenia gravis
L—a-Actinin, Vinculin — Morbus Crohn

Colitis ulcerosa

Abkirzungen: SLE: Systemischer Lupus Erythematodes. SS: Sjégren’s Syndrom. MCTD: Mixed Connective Tissue Disease. NOR:
Nucleolar Organizing Region. NuMA: Nukleéres Mitose-assoziiertes Protein. PBC: Primar billidre Zirrhose. CAH: Chronisch aktive
Hepatitis. CREST: Calcinosis, Raynaud’s Phenomen, Esophageal motor disturbances, sclerodactyly and telangiectasias. hnRNP: heteronu-
clear ribonucleoprotein. PM: Polymyositis. Scl: Sclerodermie. PCNA: Proliferating Cell Nuclear Antigen.



"’ “ ENATproti | S8tky prot. extra

antigenu

A Anti-SSA/Ro SLE,Sj °grenTv syndr om

A Anti-SSB/La SLE,Sj °grenTv syndrom

A Anti-Sm (BB) SLE

A Anti-Sm (D) SLE

A Anti-Scl 70 syst®movsg8 skleroder mi e
A Anti-RNP sm2gen8 chSLEoba pojiva
A Anti-r-RNP SLE

A Anti-PmScl polymyositidg dermatomyositida

A Anti-NuMA Sj°grenTMLERAdDr om

A Anti-Ku sklerodermie

A Anti-Jo dermatomyositidgpolymyositida

A Anti-histon | ®ky i ndulBbEyRANT SLE

A ACA CREST syndrom, sklerodermie



@ Primary diagnostics ‘ ” e, s e
Primary diagnostics and monitoring = | D e om Bt w
[;] Primary diagnostics, classification according to classification é ‘ = % & é o < g’ % E’? g
%l criteria, e.g.: ACR, Chapel- Hil K% > E ] £ E 3 |12 |8 |2 & s 2] S
. : . . e g = | @ = S v 7] o o (5] © 0.2 B ) o @
B s o AR, Brapar i 2ccordme | = 28l2 [E [ |[zm|E = 2 IS 12 I1E | le |5 |8 |2 [BE|S [E s |8
. Special parameter after consultation = |l om=lS £ 3% |8 @ |8 2 @ 2 18 I8 & |2 | |2 § ) 2 § 2
H‘epatolog}( profile for differentiation of autoimmune liver S Qiii 2 GE) S>; =3 'é 5] E » L o° s = g k] o 2 2 s ‘é"g \‘;2 = éj E »
diseases: AMA-M2/M4/M9; SMA; LKM1; LC-1; SLA/LP (ELISA) g | 25 q"’,g Pl @ =) g - = 2 Qs R E = 2 B .g E E o.§ |8 f:._), e = S
Laboratory-specific normal value 2 |w £ ool 805 | 3 g |es|E |8 18 |18 |g g |le |s |[=E S |s IBEIB |8 |E |8 |8
* Thyroid peroxidase + Thyreoglobulin £ l=z |c5l&2|s |5 12218 | 2 | |6 |2 I£ |I€£ IS5 |2 I& 12 8sl8 |2 | |2 |2
Mixed connective tissue disease Vasculitis Gastrointestinal diseases Other autoimmune diseases
Antibody to Normal
value [
Cell nuclei (Screening HEp-2 cell IFT) negative w0 /m @ B 6 B @ 8 B 8 8 8 8B S O I
dsDNA (RIA) 7 IU/ml x j @ |
dsDNA (Isotype ELISA) 15 U/ml X | |
SS-A/Ro; SS-B/La (ELISA) Ratio 1 8 X e 8 S 5] [] I ;
ScL-70 (ELISA) Ratio 1 . | O'® B [ [ l
snRNP (ELISA) Ratio 1 B8 B e X [ [
Sm (ELISA) Ratio 1 }<W | B BN | [ ] [ ] A
Centromere B (ELISA) Ratio 1 8 | BEEEE | E = [ ] _
Jo-1 (ELISA) Ratio 1 [ | | BN BN | 4] il |
ANCA (Screening c,p,x; IFT) negative [ BEEEE B | = [ BN ]
MPO (ELISA) 15 U/ml X0 .
PR3 (ELISA) 15 U/ml X [ N |
Cardiolipin- IgM + 1gG (ELISA) 15 U/ml }<EN Bl B BE BEmEE BRE BN BE BE | [ ] |
Prothrombin; Serine* (ELISA) 15 U/ml | O
IgM-Rheumatoid factor (ELISA) 15 U/ml N BE<EE BE BE | | R BE BE BE | [=7] ]
IgA-Rheumatoid factor (ELISA) 15 U/ml =EE BE<EE BE BR | B B B BR | m
IgG-Rheumatoid factor (ELISA) 15 U/ml b<EN BE<EE BN BN | | BR BE BN BE | =
Citrullin (ELISA) 25 U/ml (=) ; |
Complement C3,C4 2% CIRRC SO  T J ) EEE BN BE BN | B [
Immunoglobulins 1gG, IgM, IgA - OO0 )ssc) | L) @Rl BN BE BE | = ‘
Parotis* (IFT) negative | B |
Hepatology Profile* * (ELISA) Ratio 1 ‘ [ ] !
Mitochondria (IFT) negative CsaeEe) |
Liver kidney microsome (IFT) negative (3
Smooth muscle cells type actin (IFT) negative O
Parietal cells (IFT) negative O
Glomerular basement membrane (IFT)  negative | X
Adrenal gland (IFT) negative
Skeletal muscle (IFT) negative | O
Sarcolemm (heart muscle, IFT) negative Ol
TPO+TG**** = } =
Pemphigus (IFT) negative | O




Proti |l 8tky prot

neut r oANCA T

AProtein8za 3
AMy el operoxi d8za
A Laktoferrin

AEl ast 8§z a

A Cathepsin G

A BPI
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C-ANCA P-ANCA

centr8l n2 cytoplasmatick8gpiemumaoakl e@ra@asce maaea
s centr8ln2 interlobul 8rn2 akcentac?

terlovl antigen: prog¢eio8kaadtigen:




ANCA asociovan® vaskulitidy
c-ANCA T Wegenerova granulomatosa
P-ANCA - Churg-Strauss syndrom

Goodpastureks syndrome i anti GBM




" Antil fosfolilpidoyv

NEGATIVN n
NABITE PL

Gl et e -

Kardiolipindi f osf at i €Cyl gl yc
Fosfati @8yl serin i
Fosfatid¥Yll i nositol 1
Kyselinafosfatidova PA

NEUTRALNI PL

Fosfati dRCl chol i n i
Fosfatidyl PE hanol ami n

VDRL ANTIGEN

Komplex CL + PC + cholesterol

er



Antil fosf ol plI dov

KLI NI CKC KRI T LABORATORNCE KRITERI A
e Opakovan® ¢i |l n|» Paztviteebrot i f osf ol i pli dovT ¢
tepenn® tr omb:- |z kofaktorudependent n2 gh)

e Recidivuj ?2c? s protil 8t ek

e Per zi srambgcytopenie |¢ PS2t ommpsisov ®ho

antikoagulans

KE STANOVENE¢ DI AGNEZY APS JE NEEZBYTNC
ALESPOe JEDNOHO KLI NI CKEHO

A JEDNOHO LABORATORNCHO KRITERI A, =

LABORATORNECH TESTS MUSE BhT PRIOKCZCN

DVAKRCODSSUPEMTF ¢ MnS¢ECSs.

“jedennebov 2 s @ ont §mat? rcdotodymr t v®ho pl odu nebr
novorozencen ar o z epnSRehdol prefnddt 8idtress



Fosfolil pidy nejsou pr

antifosfolipidovlIch

1990 (Koike & kol., Galli & kol., Krilis & kol.) :
APLA asociovan® s klinickIm prTkazem tromb
pl azmatickl kofaktor

) B-2 glykoprotein 1 (B2GP1) ANTIPHOSPHOLIPID ANTIBODY
Phosp holipid

mmm) protrombin

memkbira rIE'




Vazba B2GP1 na fosfolipid

molekulaBp2 GP1 prod0nRDlI 8§ konfor mal n2 z

odhalen? kryptick®ho antigenn?2h

Protil 8tky proti tomuto epitopu jsou potom
Askutel n®0 autoi munitn?2 antifosfolipidov® protil 8t
na rozd?2|

od tNDch, kter®

Ahrovsgzej?2 nhDkter8§&8 akutn?2 infek|ln2 onemocnhin?
Aeaguj?2 se samotnim oxidac2 zmRnRNnTm fosfolipidem
nezpTsobuj2 §g8dn® klinick® projewymiazZpravidla po




Reprodukl| n?

Po mogn® Y| ast. i munopatol ogi
t Seba pS§Strat ve vgech pS2pade
pokud byly vyl oul eny

lenetick®

lAnat omi ck®

Aor mongl n?

Anfekln2 pS2|iny.

Takovich pS2padT je podle rTznlTch aut

Gleicher et al.: Reproductive failure because of autoantibodies: unexplained
infertility and pregnancy wastage. Am J Obstet Gynecol 1989, 160: 1307-
1385



'il‘ Vyget Sen2 nepl od

Gena Mu ¢

AAPLA screen, v pS2padhD ant-sspermie (s®r ur
typi zace (s®r um) plazma)

Aant-rs per mi e (s®r um, cervi kg8l n2 hlen, folli
tekutina, dRlogn2 viplach)

Aant-zona pellucida (s®rum, cervi k8l n2z hil e
folikul 8rn2 tekutina, dRlogn2 viplach)
Aantrov&8ria (s®rum, folikul8rn2 tekutina)
Aanti-TG, anti-TPO

Aanti-tTG

AANAD

Apecifick8 aktivita NK bunhRk proti ant.

trof oblastu a sper mi ?
T



Crohnovanemoc

Protil 8tky proti Saccharomyces ¢

g = fosfopeptidomanany bunhD|l Nn® st

Patogenetickl mechani smus dospydpagh)
| munopatol ogi ck§ odpovDI}I na Ag potra
zvigen® permeabilithN stSevn?2 stNDny

Aekoralkujivyid ou onemocnhin?

Protil 8tky proti exokrinn2mu pan

A\g je lokalizovan vsekretu pankreatu

Alysoce specifick® pro CD ( 31% pac.
AS2dka nalezeny u UC ( 2%, n2zkT tit
ANekor elkuji2vist ou ani typem onemocnhin?

BignifikantnnD zvigen§ frekvence u i



Protil 8tky proti -AMCA) neutrofi | T

Menal ezen specifickIl Ag ( MPO,
bl 2zk® cahpomadzaune ud7%q@éci | T ), ac

Mognost zkSBagln®r r&lakTmi sagens

AJpacsCDnalezenymw2 zk® frekvenc.i u pod:
Protil 8tky proti poh8rkovIim buRKk

Protil 8tky proti stSevn?2 muk:- ze
Bpecifick® pro UC (prevalence 26
MNalezenyiupac€D (v el mi nz2zk8 frekvenc.
Protil 8tky proti hladk®mu svalu

Mntinukle8rn2 protil 8tky (4%)







il ndeterminovadBi geht+t CNaa |

i u dDtsklch pacientT jako di
met oda pSi suspekci na | BD

i screening pS2buznich s | BD




Gluten-s e n z |

t |

(celiakie)

V N 2

Aut opr ot | Di8d &kryo s|tsenzikv8a | specificita
metoda
Protil §8tky pr otELISAt k 8 Ro 95R100% 95-100%
transglutamin8ze
Protil 8§tky nempdtims§ mu 8586- 95-100%
endoml zi u [ s fluorgskence
mezi bunbD| n® h mO\tiFy ,
hl avn?2 antijgen = 1t TG)
Protil 8tky proti retilkulinu
(sl ogka mezi buniD| n®
hmot vy, vel ki p NIF et 50-90% 90-95%
antigenn?2ch
Protil 8tky pr otELISAg!l i & d i30-&% 55-70%




Anti-tTG

G) ] e |

Tk8Rovg8 transglutamingza (tT
ch s GSE.

autoprotil 8tek asociovanl

Senzitivita-tTeyigzatSemad lagAije vysokesé
charakterem poudiath®@h@ataom-wiye®k @ sw u
rekombinantn? tTG.
Senzitivitu testu zvyouwjteg ia makii imv.
pepti dT gliadinu.

VI skyt T&ntpir ot i | §Hkliickou &ktivitoa GSEj e s



Di agnostickIl algoritmus-sgizifp
enteropatii (GSE)

KIl'inick® podez3en?2 na GSE

(pS2znaky, rizikov® faktory)
v

Vyget Sen2 autoprotil §telk:

anti-tTG IgA, EMA IgA
ev.EMA IgG, AGA IgA/lgG, ARA IgG/IgA

Vge negati@Hioprotil§tky V i z|o [Ayuptuo plrgoA inl e8gtaktyi v

l gG pozitivn? |l gA pozitivn?
nzzks \ Vyget Sen?2| s®rov® ¥
pravdhRpodobnost| GSE hladiny IgA \

pSi pSetrvsglvaj 2 m \ Vysok|§
klinick®m ravdDpodolbr
podezSen? zv§élit”°rm§|%2[ n2geng/def|i it GSE

bezlepkovou dietu,

Dop.enterobiopsii

k event. enterobiopsii / - Dop.enterobiopsii
[ st Sedn? pravdI’Jpo}do nost GSE
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Paraneopl ast |

Paraneoplastick@ neur

Proti cytoplasmhD -Rntky Rov] ophobuhBk ky
Proti J8drTm rnawmtonRi ( AMNA) Hu protil

ca ovaria, ca prsu, HodgkinTv | ymfom




munol ogi ck8 | abor

U neuropati ?

Specializovang8 vyget Sen?2 autoprotil §
Pr ot iptoggaknyg!| i osi dTm
Anti-s ul f atpirdootvi® 8t ky
Proti | Smyklmw-apoocit ovan®mu gl y kMAS) ot

| munol ogi ck® | abvolbyat orn2 metody

Vyget Sen2 se zamRSen2 m nMkomponaentaVo®@r§u )n 2

Kryoglobuliny,vp S2 padhlD jejich pozitiyv
(panel org. nespec. autoprotil
provedeno)

ty dopln
ek) ,

k s e

|
§t




Gangliosidy (sialoglykosfingolipidy)

y se sacharidovomogkaoagkaut ®gy sk
ny ceramidem, k nDmug je glykos
bNngnTch monosachari dJ obsahuj ?2

_.<

i’d
Se
mi

y se YW astn?2 adhezn2ch procesT kde pSe:
S I i vi

l i o
rnsg t glykosfingolipidu v8gdge na

Jako mogn® autoantigeny u ne2rso@dtoigd ykylsd iindyeod ti ipfii
GalNAc-GM1b, GD1a, GalNAc-GD1a, GD1b, 9-O-acetyl GD1b, GD3, GT1la, GT1lb, GQ1lb, GQ1b, LM1).
Tyto potenci 8l n2 autoantigeny se navz8jem | ig? sti




Asy

metr i

neuropatie

chroni ck®@®

Guillain-
Barr ® s
(GBS)

Rozvoj neurol.
pS2znak]
tTdny
Infekce CMV,
campylobacter

Anti-GM1
IgG, IgM

akut n?2
motoric
axonsgl nj
neuropatie
(AMAN)
Rozvoj
pS2zn-ak]
dny
Infekce
C.jejuni

Anti-GM1,
anti-GD1b

Miller-

Fisher sy
(MFS)

Rozvoj
pS2zn-ak
dny

Infekce
C.jejuni

Anti-GQ1b

Anti-asialoGM1

GM

proxi mglln2 |a proxi m§jl n?
di st 8l n2 |mot|lori cl motorick® . :
0S2znakly pszzna_ky domln'u12
nad di st|8] n2 mi
T
A\ 4
pouze dist8ln?2
v mo,torick®
AmyotroflicksS2znakiMultifok§glnz
l at er 81 nj? mot or i ck §
skl er - za At—3) neuropatie
(MMN)
Anti-GM1
vn2zk®m | i ru Anti-GM1 1gG
LDMN syndrom DLMN syndrom
(lower distal motor (diffuse lower motor
neuron sy) neuron syndrome)
Anti-GM1 nejsou pS2tlomny anti




-psoci omye®Pmu gl
(anti-MAG)

senzorick® nervy > motorick® ner v\
symetrick® distg8ln2z postigenz > pr
-ataxie, tremor, vhRDk nad 50 | et

-u 85% pozitivn?2 sPgM paraprotein v




Racion8l n2 panely autopr

Mot ori ck® neuropati e
Anti-GM1 IgG a IgM
Anti-asialo-GM1 IgG a IgM
Anti-GD1a IgG (ev. IgM)

Senzorick® a motorick® neuropatie
Anti-MAG IgM
Anti-GD1a IgG a IgM
Anti-sulfatid IgG a IgM

Senzorick® neuropatie
Anti-sulfatid IgM, anti-GD1b, anti-GD1a, anti-Hu

Demyeliniz. neuropatie
Anti-MAG IgM, anti-GM1, anti-GD1la

Akutn2z neuropatie
Anti-GML1 IgG a IgM, anti-GQ1b, anti-GQ1la







