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treatment of Parkinson's disease. It later also proofed efficient
for tremor and for dystonia.

WHAT NEXT?

Movement disorders are now probably representing 20% of
neurology's patient base with rapid growth as most movement
disorders are age-related. Movement disorders are also repre-
senting an equally important share in neurology's scientific base.
There is a growing body of scientific evidence being published
in large international congresses organised by The International
Parkinson and Movement Disorders Society (MDS) and The In-
ternational Association of Parkinsonism and Related Disorders
(IAPRD). Likewise, there are two international journals, Move-
ment Disorders (together with Movement Disorders Clinical
Practise) and Parkinsonism and Related Disorders (together
with Parkinsonism and Related Disorders Clinical Practise). As
therapies grow more and more complex and as coordinating
more and more allied health care specialists becomes necessary
movement disorders therapies become increasingly complex and
challenging. There is also a growing number of national societies
for movement disorders in many European countries. In the
United States neurological postgraduate training may include
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designated fellowships in movement disorders as subspecialisa-
tions.

Movement disorders should become an acknowledged subs-
pecialty of neurology. Eventually, a formal educational curricu-
lum should provide the basis for a specialisation in movement
disorders. National societies may be helpful to institutionalise
movement disorders. The growing interest of the Bulgarian So-
ciety of Neurology as strongly supported by Academic Ivan Mi-
lanov will be a good starting point for the further development
of movement disorders in Bulgaria.
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ABSTRACT

The range of central nervous system (CNS) inflammatory
diseases has recently broadened to include a new condition as-
sociated with pathogenic serum antibodies against myelin oligo-
dendrocyte glycoprotein (MOG).

There now seems to be enough evidence to delineate anti-
MOG positive CNS demyelination as a disease entity separate
from multiple sclerosis (MS) and AQP4+ neuromyelitis optica
specrum disorders (NMOSD). Although some clinical and ra-
diologic features clearly resemble NMO, patients positive for
anti-MOG display additional characteristics and are distinctly
different. This distinction is supported by pathological findings

showing an ologodendrocytopathy in MOG Ab+ and astrocy-
topathy in AQP4 Ab+ patients.

MOG-antibody-associated disease phenotypes are varied
and rage from classical neuromyelitis optica to acute demyeli-
nating encephalomyelitis and cortical encephalitis. The onset
phenotype varies with age but with not ethnicity or sex. MOG-
antibody disease can be either monophasic or relapsing.

There are suggested diagnostic criteria, requiring further val-
idation for confirming final use in clinical practice.

As there have been no controlled treatment trials in MOG
antibody positive diseases, therapy regiments are based on the
suspected individual prognosis and clinical experiences.
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PE3IOME

B 2pynama na Bb3naaumeanume gemMueAuHusupauwu 3ado-
AdBanust Ha uenmpasnama HepBaa cucmema (LJTHC) neom-
gaBua Oecwe Bkaloueno HOBo cbcmosiHue, cBbp3ano ¢
namo2eHHU aHmumeaa B cepyma cpeuy MUeAuH 0A020geHgpo-
uumnus 2aukonpomeun (MOG).
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ITonacmosiwem us2aekga ca HaAuue gocmambyHO gaHHU
B nogkpena na gedpunupanemo Ha anmu-MOG cBovp3anama ge-
mueaunuzavus Ha [THC kamo omgeana 6oaecmna egunuua
(uau cnekmobp om 3a60asiBanust), pazauuna om mMuoxkecmBena
ckaeposza u AQP4+NMOSD. Bonpeku npunokpuBanemo na
nstkou kaunuunu u paguoaozuunu 6eaesu ¢ neuromyelitis optica,
MOG- nozumuBrHume cbecmosiHusg uMam cneyuduunu xapak-
mepucmuku, koumo 2u omauuaBam. ToBa pazepanuuenue ce
nogkpenst u om namoxucmoaoz2uunama naxogka, nokazBawa
oauzogengpouumonamus npu anmu-MOG+ u acmpouyumona-
musi npu anmu-AQP4+ nauuenmu.

Kaunuunusam cnekmbp na cBop3anume ¢ MOG 3a60as18a-
Hust o0xBawa paznoodpaznu penomunoBe, Bkalouumeano om
2pynama Ha neuromyelitis optica (NMOSD), ocmpust gemueAu-
Huzupaw, enuedpasomuesum (ADEM) u muoxkecmBo pokaanu
kopoBu 3aboasaBanust. Moske ga gedlomupa Bv8 Bestka Buapacm
u ce cpewa ¢ egrakBa uecmoma npu gBama noaa. Qenomunsm
3aBucu om Bwv3pacmma, HO HE € cBbp3aH C emHOCA U NOAA.
Onucanu ca kakmo Monodasnu, maka u npucmbnuu popmu.

ITonacmosiwem ca npegaokenu guaznocmuunu kpumepuu
3a anmu-MOG anmumsiao cBbp3anume 3aboasBanus. Heo6-
xogumo e me ga 6bgam Basugupanu npegu BvBekganemo um
B kaunuunama npakmuka.

o momenma He ca npoBekganu konmpoaupanu npoyuBa-
HuA OMHOCHO Aeuenuemo Ha anmu-MOG anmumsiao cBop3a-
Hume 3aboasBanust. V300pbm Ha mepaneBmuuen pexkum ce
6asupa Ha emnupuuHa npeuenka u unguBugyasen nogxog.

KITIOYOBU IYMM: anmu-MOG anmumeaa, geMueAu-
Hu3auusi, Ae4eHue

B 2pynama na Bb3naaumeanume geMueAuHusupawu 3a6o-
AdBanus Ha uenmpasHama HepBHa cucmema neomgaBHa Gewe
Bkaloueno noBo cbcmosiHue, cBbp3ano ¢ namoz2eHHU aHmu-
meaa B cepyma cpeuy MueAuH oAo2ogengpouumsust 2aukonpo-
meun (MOG). Kacae ce 3a cMyweHus, pasAudHu om
MHokecmBenama ckaeposa (MS) u akBanopun-4 anmumsiao
(AQP4) cBvp3anume cayuau om cnekmbpa Ha neuromyelitis
optica (NMOSD).

MueAun oAuz2ogeHgpouumsausim 2aukonpomeux € cneyu-
¢duuen 3a uenmpasnama HepBHa cucmema u ce omkpuBa Bopxy
BoHwHama noBvpxnocm Ha MueaunoBama o6BuBka u B mem-
Opanume Ha oauzogengpouumume. Bonpeku, ue MOG cbe-
maBasBa MHo20 Maaka wacm om Mueauna (egBa 0,05%),
paznoaokenuemo My 20 npaBu gocmbne 3a cBbp3Bane om an-
mumeAa u 20 BbBauua B namozene3ama na aBmo-anmumsiao
Meguupanu 3a6oaaBanust. MOG e nvpBuam ugenmuduuupan
mapeem 3a geMueAuHusupawu anmumeaa 8 uscaegBanus ¢ Xku-
Bomnu u npu ekcnepumenmaanusi aBmoumMynen enuepasomue-
aum. Hskoako npoyuBanus gokasBam poasma My Ha
aBmoanmueen 3a T- u B- umynnust omzoBop (4), kakmo u no-
meHuuasa My ga uigyuupa komnaemenm-meguupaHna uyumo-
mokcuunocm (23) u ga akceaepupa geMueaunuzauyusima.

N3cnensane na antu-MOG anTHTeNa:
Anmu-MOG anmumeaama ca npoyyBanu kamo nomen-
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uuaaen buomapkep 3a konBepcust om kAuHU4HO U30AUpPAH CUH-
gpoM kbMm mMuokecmBena ckaeposa, kamo ca usnoazBanu me-
mogukume ELISA u immunoblot. TTo-kbcHO € uznoasBan u
kaembuno-6a3upan anaAus npu pasauunu kaunuunu npoduau:
ocmbp guceMuHupan enuedpasomueaum (ADEM), cepone-
2amuBnu nayuenmu om cnekmwbpa na neuromyelitis optica, pe-
uuguBupaw, onmuyen HeBpum, amunuyHu ¢opMu Ha
MHokecmBena ckaeposa (9, 18, 20, 26, 30, 31). 3a nocmaBs-
Hemo Ha MOYHa gua2Ho3a € He0oOXOgUMO ga ce u3noas3Ba peae-
Banmen anaaumuuen memog. OkasBa ce, ue anmumeaama kom
Auneapen uau genamypupad MOG, uau IgM anmu-MOG an-
mumeAa He ca namozennu, Benpeku ue nskou aBmopu 2u npu-
emam kamo Guomapkep 3a mbkanna yBpega. Ilpegnouuma ce
kaembuno-6a3upan anaAus, usnoasBaw, nbanama gbakuna na
cmykmypno unmakmna MOG koncmpykuus, moii kamo moti
e ¢ Bucoka cneuuguunocm u uyBecmBumeanocm (35). M3scaeg-
Banemo na anmu-MOG anmumeaama cmana wupoko goc-
mbnHo egBa nanocaegbk. Ilpu unmepnpemauusima Ha
gannume caegBa ga ce uma npegBug gaau anmumeaama ca
ugenmuduuupanu ¢ HecneyupuyHu MemMogu Ha aHaau3, kakmo
u HuBomo Ha 2panuyume 3a nodumuBrocm. CewecmByBam
ybegumeAHu Hay4HU gaHHU OMHOCHO npogykuusima Ha anmu-
MOG anmumeaa B nepudepusama, nopagu koemo pesyama-
mume om cepymMHU npobu ca ¢ no-Bucoka cneyupuunocm
cnpsiMo me3u om uepedpo-cnunasHa meynocm (15, 16). B kon-
mekcma Ha 2opeusaokenomo anaausz Ha aukBop ce npeno-
pwuBa psigko (15).

KimHnyHM XapaKTepucTHKR:

Kaunuynusim cnekmop na cBbp3anume ¢ MOG 3a6oasBa-
Hust 00xBawa paznoobpasznu penomunoBe, Bkalouumeano om
2pynama Ha neuromyelitis optica (NMOSD) (20, 31), ocmpust
gemueAuHusupaw, enuepasomuesum (ADEM) (7, 26) u mHo-
skecmBo pokaanu kopoBu 3aboaaBanus (9, 15, 18). Mozke ga
geblomupa Bo8 Besika Bb3pacm u ce cpewia ¢ egnakBa uecmoma
npu gBama noaa. Qenomunsm 3aBucu om Bw3pacmma, HO He
e cBoup3an ¢ emnoca u noaa (18). Onucanu ca kakmo MoHo-
¢daznu, maka u npucmobnuu gopmu. TpanzumopHume anmu-
MOG anmumeaa ce acouuupam ¢ MOHOda3eH xog, gokamo
nepcucmupauiume — ¢ noBmapsiwu ce npucmbnu.

M3oaupanuam onmuuen neBpum (ON) e naii-uecmo cpe-
WaHomo HauaaHo nposiBaenue (55%-64%), kamo npu 34%-
44% om cayuaume e ¢ egnoBpemenHo gBycmpanHo 3acsieane
(9, 15). Buaamepaanusim neBpum e psigko cpewan npu MS u
omuocumeAHo no-psigbk npu AQP4+ NMOSD (15). Tunuuno
€ 3acsleaHemo Ha npegHama yacm Ha HepBa npu HaAudue Ha
nanuaum, 3a pasauka om yBpegama Ha 3agHama uacm Ha
HepBa u xuazmama npu AQP4+ NMOSD. U npu gBeme cobe-
MOSTHUSL A€3UUME Ha 3pumeAHust HepB ca gbaau — noBeue om
noaoBunama om gbakuHama Ha npexuazmMasnama uacm (29).
Kaunuunama nposiBa e napyweno 3penue. MazHumno-pe3o-
HaHcHama Haxogka gemoncmpupa T2- xunepunmensHu Ae3uu
¢ omok u 3acsieane Ha UHMPAOPOUMAAHUST CE2MEHM NpU UH-
makmua xua3ma (6, 29). Xapakmepno e nepuneBpasno kon-
mpacmuomo ycuaBane (6, 29). Bwvnpeku namasenama
3pumeaHa ocmpoma B akymuust nepuog noBeuemo nauuenmu



cenmemBpu 2019

ce Bwv3cmanoBsiBam gobpe. Mzkalouenue npaBsam 10-20%, a
mezkvk gBycmpanen pesugyaaen gedpeuum ce nabalogaBa camo
npu okoao 1% om cayuaume (18).

TpancBepzaanuam mueaum (TM) e munuuen Hagabkho-
ekcmensuBen nanpeuen mueaum (LETM). XapakmepHo e, ue
obxBawa goanama vwacm na mopakaanust MueAoH u konyca, a
ne uepBukaanama obGaacm. IIpegBug maeHumHO-pe3oHaH-
cnama Haxogka LETM ce gedunupa kamo odwupen, ooxBa-
waw, Hag 3 BepmeOpaaHu ceamenma, HO ca Bv3mozknu u
no-kbcu Ae3uu, no-yecmo npu no-Bwv3pacmuu xopa. Aesusma
e ¢ uenmpaana aokaauzauusi, omouna B ocmpama ¢asa (3a
pazauka om MS u nogoono na AQP4+ NMOSD) (15). Hoka-
3aHo €, ue odwupHu Ae3uu npu AQP4+ NMOSD mozam ga ce
¢paemenmupam B8 Bpememo u ga Hanogodsim aezuume npu
MS (1). Emo 3awo unmepnpemauusima Ha pe3oHaHcHama Ha-
xogka ce npaBu B konmekcma na npoBexkganemo my cnpsimo
Hayaaomo Ha onaakBanuama. ITo-uecmomo 3acsieane Ha ko-
nyca npu MOG-anmumsiao cBbp3anume cbecmosiHust 00sicHsABa
HENponoOpuyUOHAAHO uspazeHume cpunkmepna u epekmuana
gucynkuuu npu aunca Ha gBuzameaen gepuuum (20, 31). ITpu
MHO20 Maaka yacm om G0OAHUME € HaAuue OCMamb4HO HApY-
wenue Ha noxogkama (npu 5% e 3ampygneno usmunaBanemo
Ha 100 m) (18).

Ocmpusim gucemunupan enuedpasomueaum (ADEM) ce
cpewa no-uecmo B gemckama Bov3pacm. Aumu-MOG anmu-
meaa ce yemanoBsiBam npu noaoBunama nayuenmu, kamo pe-
aAHO me ca Haauue npu Bcuuku caywau na mMyamudasno
3a60aaBane (2). [lepcucmupanemo na anmu-MOG anmume-
aama npu geua ¢ ADEM e npegnocmaBka 3a nocaegBawu npu-
cmbnu - Hall-uecmo onmuueH HeBpum uau ADEM (14).
Kaunuunama uzsiBa u gemozpadckume xapakmepucmuku Ha
anmu-MOG+ ADEM ca nogo6Hu Ha ceponezamuBHume cAy-
vau, kamo uskalouenue npaBsm no-uspasenume Ma2HUMHO-pe-
30HAHCHU NpPOMEHU u no-zoaeMusam Opoli kaemku B
uepedpo-cnunaanama mevynocm (3). Xapakmepnu ca 2oaemu,
HesicHO geMapkupanu, gBycmpanHu Ae3uu Ha 65A0mMO MO3bYHO
BewecmBo, kamo He ce nabalogaBam oBougnu MS-nogooHu
nepuBenmpukyanu aesuu (2, 3). ITpu nsakou nayuenmu nog 7-
2oguwHa Bw3pacm aezuume ca kondayupawu u cumempuyHu,
u HanogobsaBam aeBkogucmpodus (11). ADEM e Bv3mozken u
npu Bb3pacmuu nayuenmu.

KopoBusm enuedpasum (obuknoBeno ynuaamepaaen) ce
cpewa psigko (13, 24). ITposiBsaBa ce ¢ enuaenmuunu npucnmbnu,
Bb3mozkno abnopMHo noBegenue uau pokaanu neBpoaozuunu
cumnmomu. B ocmpama ¢aza MaeHumno-pe3oHaHcHama mo-
Mozpadust geMoHCmMpupa yHuaamepaaHu, aeko egemuu kopoBu
Ae3uu Ha FLAIR cekBenuyuume. O0uvaiino me3u cbCmostHust
ca ¢ gobpa npoanosa. HabalogaBa ce odpamno pa3Bumue na
aesuume (24), Bonpeku ue cowecmByBam u uskalouenus (13).
Aumu-MOG cBvp3anume 3a60asBanust moxke ga ce nposBsm
kamo u3oaupan Mo3b4HO-cmBoAOB npucmbn, cbomBemHo ¢
moNu4Hu Ae3uu, AokaAuszupanu B pons, Megyaama u uepebe-
AapHume negynkyau, u makuBa 6auzo go 4-mu Benmpukya
(17). 3acsreanemo Ha Mo3buHusl cmBoa Moke ga 6bge B kom-
Ounauust ¢ MueAumHu nposiBu u 3pumeanu Hapywenus (36).
KopoBume ae3uu npu MOG- cBovp3anume 3aboasiBanus ca
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mpygHo pazepanuuumu om AQP44+ NMOSD (17). Benpeku ue
npucmbnume CbC 3acsizaHe Ha gop3asHama Megyaa u area
postrema ce cuumam 3a namozHOMoOHu4HuU npu AQP4+
NMOSD, me moz2am ga Bb3nuknam u 8 xoga na MOG- cBop-
3aHu cbemostHus, kakmo u ga ca msxna nauaana nposiBa (15,
18). Bce nak nbaHusim cumnmomokomnaeke, xapakmepen 3a
»area postrema cungpoM“ (ynopumo 2ageHe, noBpbuiaHe u Xba-
uane) e no-uecm npu AQP4+ NMOSD. pyau Bb3moxknu Mo-
3buHO-cmBoaoBu nposiBu ca opmaamonapesa, gusapmpus,
gucdazus u amakcus (15).

Xon Ha OonectTa:

MOG- cBovp3anume 3a00as1B8anus Mozam ga npomuyam
MoOHO¢a3Ho uau npucmbno. Hanocaegok ce yBeauuaBam cay-
yaume ¢ npucmbnel xog. ToBa naii-Beposmno e cBbp3ano ¢
gbA20CpOUHOMO npocaegsiBane u no-wupokussim gocmwn go ce-
poaozuyna guaenocmuka. Jlannu om eguo 20aaMo npoyuBane,
npocaegaBauio nauyueHmu om caMomo HauaAo Ha 6oaecmma
couam, ue noaoBunama om msix noaydaBam npucmbnu 8 pam-
kume na 2-3 2ogunu om gebloma. IToBeuemo npucmonu B3-
HukBam owe B nbpBume meceuu (9, 18). Puckbm om npucmsn
€ no-Hucvk npu 60AHU, npuemMaau prednisolone 3a nepuog om
3-6 meceua B cpaBuenue ¢ no-kpamko aekyBanume. ITpu nskou
nauuenmu obaue e BbaMozken peyuguB caeg MHO20 gbAb2 Ne-
puog, kamo ca onucanu cayuau gopu ¢ unmepBaa om 40 2o-
gunu. HeeamuBupanemo na anmu-MOG anmumeaama
(18-25% B pamkume na 20guna) ce cBbp3Ba ¢ npekpamsiBane
Ha npucmbnume (8, 9, 32). Bvamozkno e Bbv3nukBane na unBa-
Augusupane npu nopegen npucmon Bonpeku nbanomo Bu3cma-
HOBsiBane npu npegxogeH. Emo 3awo caad uau ymepen
npucmbn npu gebloma na 6oaecmma He 2apanmupa no-goopa
npozHo3a u He uszkalouBa caegBawu no-mexkku npucmbnu, Bo-
gewu go unBaaugusauusi.

Juarnosa:

ITamozenemuunomo 3nauenue Ha anhmu-MOG anmume-
Aama Bce owe He e u3sicHeHo HanbAHO (25). 3nae ce, ye mex-
HuAm mumbp € Bucok B HaYaaomo Ha geMueAuHuzayusma.
IIpu cayuau Ha ocmbp Bb3naaumeseH geMueAuHu3upauy, eHue-
dasomuesum (npegumHo B neguampuynama nonyaauusi) € Ha-
OalogaBan pssvk cnag na anmu-MOG anmmumeaama go
HeomkpuBaemu HuBa, m.e. HaAUUE € MPaH3UMOpHA CEPONO3U-
muBuocm (26, 30). Aumu-MOG anmumeaama caykam 3a om-
2panuuaBane om MHokecmBena ckaepo3a, Ho npegcmaBasiBam
U NOmMeHuuaAeH ceporo2uueH duomapkep 3a onpegeasiHe na
pucka om caegBaw, npucmwbn, pecnekmuBro 3a Heobxogu-
Mocmma om mepanust. ITogaekawume umynoso2udnu Mexa-
HU3MU Ha npexogHama cepono3umuBHocm ocmaBam HesicHU.
o mMomenma He e HabalogaBano gBoiino nozumuBupane
(anmu-AQP4 u anmu-MOG anmumeaa), uau cnopeg Hsikou aB-
mopu mo e HaAuue uszkalouumeano pssgko npu uznoazBanemo
Ha cneuuduynu anaausu (18). Hakou anmu-MOG-no3umuBru
nauuenmu omeoBapsim na kpumepuume 3a AQP4 nezamuBru
NMOSD (36). Haii-gobpe e 6oanume ¢ NMOSD ¢enomun ga
0bgam mecmBanu u 3a gBama Buga anmumeaa nopagu Bepo-
ssmuocm om kaunuuno npunokpuBane.
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Cayuaume Ha Hucku cepymnHu konuenmpauuu Ha anmu-
MOG anmumeaa (u anmu-AQP4 anmumeaa) ce npuemam 3a
cAaabo nozumuBHu. Tyk e Haauue pa3zauuna cnewupuka cnpsmo
HegBycmucaeno noaokumeanume pesyamamu. ITpu makuBa
nauuenmu Bogew,o B guaznocmuuHus npouec € kaunuaHOmMo u
Ma2HUMHO-PE30HAHCHOMO pa3zpaHuuaBane, kamo ce Haaaea u
noBmopHo ymounsBane Ha cepoAO2U4HUSA Cmamyc.

B kaunuunama npakmuka uzcaegBanemo na anmu-MOG
aHmumeaama ce npenopbuBa camo npu cbmuenus 3a MOG-
cBop3ano 3aboasBane, a He npu Beuuku nayuenmu ¢ gemueau-
Hu3auus Ha ueHmpasnama HepBua cucmema, kamo nanpumep
MS uau onmuuen HeBpum. Heo6ocnoBanomo uzcaegBane 6u
yBeauuuao paswuBo noaokumeanume pesyamamu. TecmBa-
nemo e ymecmuo npu ADEM, myamugasen guceMuHupas en-
uedaromuesum, eguoBpemenna nposBa Ha HeBpum u
mpancBep3aseH MueAaum, dbuaamepaseH onmuyer HeBpum, on-
muueH HeBpum ¢ nanuaegeM, peuuguBupaw, onmuuex HeBpum,
LETM u mo3buno-cmBoaoB/kopoB enuepasum.

AukBopnama naxogka no Bpeme na npucmbn € Bapuabuana
(8, 9). [ToaoBunama om nauuenmume umam noBuwen Opoii
aeBkouumu, kamo 5-10% umam noBuwenue na Aumpoyumume
go 100-300 ka./uL. ITpu wacm om nauueHmume ce cpewa no-
Buwen aukBopen npomeun go 1 g/L. ITpu 10% e naauue yBeau-
YeH npomeuH npu HopMaaen Opoil kaemku. Oauzokaonasnocm
npu eaekpodopesama na aukBop ce cpewa go 15% (18).

OcBen kaunuunume u aabopamophHume Haxogku, Mae-
HUMHO-PE30HAHCHOMO U300pa3siBane e MHO20 unpopmMamuBro
¢ o2aeg pasepanuuaBane Ha MOG-cBbp3anume 3a00as1Banus
om gpyeume gemueAunusupawu 3aboagBanus na IHTHC, oco-
6eno MS. TunuuHume MazHumMHO-pe3oHancHu MS Ae3uu He ca
xapakmepnu 32 MOG+ u 3a AQP4+ 3a60asBanus, Bkalouu-
meAHO npbemume Ha Dawson, Ae3uume B goanus memnopasen
A00, lokcmakopmukaanume aesuu (19). Om gpyea cmpana
Hagabkna ampodus B pamkume na nakoako Bepmedpaanu
ceamenma (npegnoaazawa npegxogno LETM) npu nauuenmu
¢ npegxogen npucmon, kakmo u nepcucmupawa cdun-
kmepna/epekmuana gucpynkuust uau aowo BwrzcmanoBsBane
caeg onmuueH HeBpum ca cycnekmuu 3a Haaudue Ha aHmu-
MOG anmumeaa (17).

Bonpeku npunokpuBanemo na nsikou kaunuunu u paguo-
Aoz2udHu Geaesu ¢ neuromyelitis optica, MOG- no3umuBrume
CbCmMOsiHUSL UMam cneuyuduunu xapakmepucmuku, koumo 2u
omauuaBam. ToBa pa3zpanuuenue ce nogkpens u om namo-
xucmoAo2uyHama Haxogka, nokaszBawa oaueogengpouumona-
mug npu anmu MOG + u acmpouumonamus npu aHmu
AQP4+ nauuenmu (34). MOG aBmoumynonamuume ce pas-
AuyaBam u no omuowenue Ha pucka om unBaauguzauus (18,
26).

Omauyumeana kaunuuna xapakmepucmuka npu MOG-
cBoup3anu 3a00as1Banust € Aauncama Ha Mexkgynpucmbnna npo-
epecust (kakmo e u npu AQP4+ 3a60asBanus). 3a pazauka om
MHozkecmBenama ckaeposa Bv3nukBanemo na unBaaugusavust
e cBbp3ano camo c¢ npucmbnume. KonBenuonaanama mae-
HUMHO-pe3onancHa moMozpadus nogkpens mesu gannu. Ipo-
caegsaBawume HeBpouzoOpazsiBanust geMoHCmpupam odpamHo
pa3Bumue na aezuume 6e3 nosiBa na HoBu B uzBbunpucmbnHUSA
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nepuog (17).

Bounpeku auncama na cneuuguuen penomun npu MOG-
cBup3anume 3a60as18anus Bee nak npu msx ca HaAuue cXxogHu
xapakmepucmuku u npuauku no omnowieHue Ha mepaneBmuu-
Husg omzoBop. ToBa e coaugen apaymenm B nogkpena na Bb8-
exkganemo Ha o6wu guaenocmuynu kpumepuu HezaBucumo om
Bv3pacmma Ha nayuenma. ITo mo3u nauun wancoBeme 3a
PaHHO guazHOCMUUUpaHe, gopu npu nbpBu npucmbn Ha m.Hap.
»02panuyeHu 3aboasBanus“ (ON, TM) napacmBam 3nauu-
meano. Hewo noBeue — nogoden nogxog npegocmaBst Bamozk-
HOCMU 32 UHUUuUUpaHe Ha cBoeBpeMeHHO u nNOgXOgAwo
Aeuenue, kakmo u 3a ueaecbobpazno BkalouBane na nayuenmu
B 6bgewu kaunuunu npoyuBanus. ITonacmosiwem gBa nayunu
6opga, nezaBucumo egun om gpye uzpadomBam guazHocmuyHU
kpumepuu 3a anmu-MOG anmumsiao cBbp3anume 3a60as6a-
Hus (16, 22).

Taka uzeaekgam npegaokenume om Lopes u compygauuu
npe3 2018 2. (22) guaeznocmuunu kpumepuu 3a Mueaun Oau-
2ogengpouumen I'aukonpomeun (MOG-IgG)-cBbp3anu 3a60-
AdBanus:

1. AabopamopHa naxogka: cepymen kaembuno-0asupan anaauz MOG-
IgG (+) mecm
2. Kaunuuna naxogka: nakoe om no-goay onucasume:
- Ocmbp gemueAuHu3upawy eHuedasomMueAum
- Onmuven neBpum, Bkaloyumeno xporuuHa npucmbnHa Bv3nasu-
meAHa onmuyHa HeBponamust
- TpancBep3aaen mueaum (LETM: nagavkno-ekemensuBen Hanpeuen
mueaum; STM: kbcoceemenmen mpatcBepsaaes Mueaum)
- Mos3vuen uau Mo3byHO-cmBoA0B cungpoM, cobBMecmuM ¢ gemueAu-
HU3AUUS
- Kombunauust om 2opeonucanume
3. U3kalouBane na axmepramuBxu guaznosu

* Heobxogumo e Haauyue Ha Bcuukume 3 kpumepust. Tpansumopxama cepono3u-
muBrocm ce cBobp3Ba ¢ no-maska Beposmuocm 3a npucmonu. ITpu Aunca na
cepyM, nosumuBupanemo na anmumeAama 8 uepedpo-cnuRaAHama meyHocm
ygoBaemBopsiBa kpumepuii 1.

ITpegaokenume kpumepuu ca npegBapumeanu. Heobxo-
gumo e me ga 0bgam Baaugupanu npegu BvBezkganemo um B
kaunuunama npakmuka. B 3aBucumocm om akymyaupanemo
Ha 6bgewu ganHu u eBenmyaanu npomenu B Memogume 3a us-
caegBane Ha anmumeaama (nogoOpenue Ha msixHama CeH3u-
muBnocm u cneuupuynocm) kpumepuume Moeam ga Gbgam
akmyaausupanu.

Jleuenne:

o momenma He ca npoBezkganu konmpoaupanu npoyuBa-
HUs OMHOCHO AeueHuemo Ha anmu-MOG anmumsiao cBbp3a-
Hume 3aboasiBanusi. V3060pbm Ha mepaneBmuuen pexkum ce
0a3upa Ha emnupudHa npeuenka u unguBugyaaen nogxog. Ae-
yenuemo Ha MOG- cBbp3zanama geMueAaunHuzauyus € 3aum-
cmBano om mepanusma na AQP4+ NMOSD. Ocmpume
npucmbnu ce aekyBam nesabaBno ¢ Bucoku gosu (0,5-1g)
methylprednisolone Beno3no 3a 3-7 gnu, caeg koemo ce npu-
Aaza prednisolone nepopaano. IIpu navuenmume ¢ mexkbk
npucmbsbn uau ¢ Hegoowp omeoBop kbm kopmukocmepoug e
gobpe paHo ga ce npoBege naazmadepesa (UAU UMYHOZAOOYAUH
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unmpaBenoszno) (21). Ibazocpounomo npuaokenue Ha kop-
mukocmepougu npoduaakmupa nosBama na nopegen npu-
cmon. Ionskoza npu npekpamsBanemo um ce nadalogaBa
npo6uB na 6oaecmma, m.nap. kopmukocmepoug 3aBucumu na-
uueHmu (28).

ITpuaazanemo na umyHnocynpecuBHa mepanusi Begnaea
cAaeg Havaaomo Ha 6oaecmma Bce owe e guckymabuano no-
pagu cbwecmByBanemo Ha MoHo¢asHu ¢opmu. Onmumaa-
Hama npogbaKUmEAHOCM Ha HauaaHamMa UMYHOCYnpecust
cbwo He e ymounena. [Topagu no-gobpama npoznos3a Ha
MOG-cBvp3anume 3aboasBanua cnpsmo AQP4+ NMOSD
BkalouBanemo na Moguduuupawa xoga Ha Goaecmma mepa-
nus ce obcwvkga cayuail no cayuaii. Hakou aBmopu 3anouBam
prednisolone ne3ab6aBho u 3a npogbakumeaen nepuog (10 mg
gueBno none 6 meceua) (18). [ToBmapsiwu ce npucmbnu ca xa-
pakmephnu camo npu nayuenmu ¢ nepcucmupawu anmu- MOG
anmumeaa. He Bcuuku nauuenmu ¢ nepcucmupawu anmu -
MOG anmumeaa o6aue noayuaBam noBmopno peaancu. Cko-
powHo npoyuBane, npocaegsaBawo anmu-MOG no3umuBhu
nauuenmu npenopbuBa pe-mecm Ha CEPOAOUYMHUS cCmamyc
caeg 6 meceua (22). Ipu neecamuBupanemo Ha anmu-MOG an-
mumeaama (Beposimna pemucusi) npegauszoaronoBama npodu-
6aBno ga Ovge npekpamena. 3a
nepcucmupawume ceponosumuBhu nauuenmu ¢ goopa noHo-
cumocm ce odMucast npogbakaBane na mepanusima go 12 me-
ceua. 3a nauuenmume ¢ noBmopen npucmbn npegu 6-us Mecew,
e nokasano 3anouBane na kopmukocmepoug-wagsua uMyHO-

Aakmuka wmoke

cynpecust (npu aunca Ha npomuBonokasanus u MOHUMOpU-
pane). B kaunuunama npakmuka ce uznoasBam kaacuuecku
UMYHOCYNpeCcopu UAU pegyuupawume B-aumdpouumume mepa-
nuu. JJo MomMenma e HampynaH Hali-20AfiM onum c azathio-
prine, methotrexate, rituximab u mycophenolate mofetil (egBa
CA€g nocmuzaHne Ha uMyHocynpecus ce npenopbuBa 6aBno us-
mezAsiHe Ha kopmukocmepouga) (8). Teskecmma na nepBus
npucmbn HsIMa NPOZHOCMUYHO 3HaueHue, Ho Bvnpeku moBa
npu mexkka ocmambunama unBasugusauust u npu nepcucmu-
pane Ha anmu-MOG anmumerama ce npegnouuma gbAa2oc-
pouna umynocynpecust. ITydaukyBanu ca nskoako gokaaga
omuocHo edpekmuBna npopusakmuka upe3 unmpaBenosno
npuaokenue Ha UMyHO2A00yAuH (12, 28).

o mo3u MOMenm onmumaaHusim npopusakmuyen pezkum
npu MOG-cBbp3anume 3a60as18anust ocmaBa neymounen. I1o-
pagu Aunca Ha gocmambyHO gaHHU MegukaMmenmume, MOgu-
¢$uuupawu xoga na 6oaecmma npu MS, 3a koumo ce 3nae, ue
BaowaBam AQP4+ NMOSD (12, 15) ne ca nokazanu. Ogo6-
penume MoHokAOHaAHU aHMuUmMeAa satralizumab u eculizumab
3a aeueHue Ha NMOSD cbwio ve Mo2am ga 6bgam npenopb-
yanu. Heo6xogumo e 6bgewu kaunuunu npoyuBanust ga ycma-
HOBAmM noazama om umyHocynpecuBnama mepanusi.

CepokonBepcusima npu MOG-cBbp3anume 3a60A518anust
HacouBa kem pemucus. Emo 3awo 6u 6uao noaesno ga ce yc-
manoBu onmumasnomo BpeMe 3a cepoA02uuHO npocaegaBane,
poasima Ha mumbpa Ha anmu-MOG anmumeaama 3a npekpa-
msiBane Ha mepanusima, kakmo u poasima Ha gpyau ¢pakmopu,
nognoMazauiu npozHo3ama.
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3akmogenne:

IMonacmostueM us2aekga ca HaAuue gocmambyHO gaHHU
B nogkpena na ge¢unupanemo na anmu -MOG cBovp3anama
gemueaunuszauus Ha ITHC kamo omgeana 6oaecmna egunuua
(uau cnekmbp om 3a60asBanust), pazauuHa om MuokecmBena
ckaepoza u AQP4+NMOSD. Tounama paHHa gua2Ho3a,
kakmo u npozHo3ama no OmHOWeEHUE Ha npucmbNUMeE U UH-
Baauguszauusma ca Bce owe npeguzBukameacmBo.
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NEUROIMAGING FINDINGS IN MULTIPLE
SCLEROSIS WITH COGNITIVE DEFICITS
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University Hospital of Neurology and Psychiatry ,,St. Naum”

ABSTRACT

Neuropsychological studies have identified cognitive dys-

functions in more than 40% of patients with multiple sclerosis.
Seriously disabling cognitive impairment in MS patients is asso-
ciated with involvement of both white and gray matter, but more
important is the neurodegenerative processes in the cortical and

subcortical gray structures.

Multiple T2-lesions in white matter are associated with im-

paired metabolism in the cerebral hemispheres due to discon-
tinuous projections between deep gray structures and
functionally significant cortical areas.



