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HE

% 3 M L AE  (multiple sclerosis: MS) & fR#FRXF#E K (neuromyelitis optica
spectrum disorders: NMOSD) 1%, XA 7 HAXMRR H CREREBETHD. MSI1FI =Y v -
FU TF o Rat A MIRBLT M 600073 H PR & HER S v Tund . NMOSD 137 A
fatA NRERIZH DKT ¥ X517 7 7RV > 4 (aquaporin—4: AQP4) 73 H LB
ThH5D. NS OFERIZRIZARHDOE LA, NMOSD [T aE 1 & A @AM EED 7 2 b e
PA MEENRTEOFETHSH. Lol AQP4 LA, MMM A2 C7 A ba¥A b
®O AQP4 T E BT DI AHATH S, MS TIX, MRRE#EOEE T+ L T
melanoma cell adhesion molecule (MCAM) DEEEHRNME X H3LTCW4. MCAM X, &/ a~r
Vo A=n_"=77 I —IlBET oMlaEE o7, TMlds ENEMaoBE, Tk
MmAFFMEEIZBS G- L, MCAM Btk T fifaidA > % —nm A %> (interleukin: IL) - 17 &
AL, IL-17 MIME R OEFEZ 5 E Z T B2 b T\ 5. FEEE NS OFIFEIFOINT
B HrSOTR B ESP Z8 T MCAM 51 T ARBR 3 HE N L, MS BiE 7 /L CTd 2 FEBRAY H Ot
Jibd Rl 2% C I MCAM BE5E TL-17 PEAE T AR O HR AR R~ DRV R STV S FALE, NMOSD
BT, MCAM BB TL-17 BEZE T #ARAS, 1L-17 24 LIMEAMBIFI 2455 L, AQP4 Hiik
DRANEZELL, TORFEE L TT A ba¥A MBREFEIND & O Z 72T, \MOSD F
JRAIZIS1T D T Ml & MCAM FEBL 4 Sl (b 7RO RET L7z, xi8aid, NMOSD #iff 7 51
&, FEH AR R IR 5 B OB RERAAE & L7=. NMOSD > 38 JiZ51Z T MCAM Gt B A% Bk >
A HE, MCAM B5PE T MR O B (EALE R 72 0 OfEER) , T AL o> MCAM BPERBIE D&,
MCAM BRI 45 DA i % AT U 7=, IR, BERICH D%, initial lesions (IL), early

active lesions (EA), late active lesions (LA), inactive lesions (IA) Z43FA L 7=.



MCAM F5% BLEZERIE, TL/EA @ 86%, LA @ 75%, TA O 22%\Z787=. MCAM 5t T Alfia o> i
F LT Hf o> MCAM BMERIR D EIA1E, LA & TA I LT IL/EA THEIZE D - 72, MCAM
ERBETHMEDOES S, LA L IAICH LT IL/EA THEICE -T2, S HIT IL/EA ITBW
C MCAM & T A 2S MCAM G R AE & it 2 2780 7=, 2 b6, NMOSD o FHF 4G
JAETTIE T AR & i\ CTHEIN 2 MCAM 2NRRED I F 2 D & & 2 7.

F—U— KN HHRERK, 727 T7HY 4, melanoma cell adhesion molecule, T flli,

interleukin—-17

BRI Y 355K 5E © T951-8585  HHE i rh J X BT 8 1-757
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il

% FMEALSE (multiple sclerosis: MS) & fHANKEHF B (neuromyelitis optica
spectrum disorders: NMOSD) [ZfNFA) 72 thAR IR H CAIEIRBTH D V. MS 1T Ptk
DIV AV ITFT U Rad A MBMEFEIND —KNZNMERTHSH. HEFHIIL
~sn7r—o8 T MANEET 2=, s a7 ) o LRSS T DN E—
WV, RO R D GREREN PARMIRIR A A BT 5 L HERI STV D 20 RIZITHER
H PR FIEH S I SR TW 2RV, —J7, NMOSD I3 iR & FHIC R KA RIER A % E
KT DEETHD., HFEHFEMIZ 1) KF¥ RNV FTHDT 27 7RV 4 (aquaporin—4:
AQP4) DYLAMED NI, 2) MAE EPADIEMALARILE - £ 7 U AL LA 3
TORIEREICROHID Z &> Y, S FAYIC 1) NMOSD B MIFIZ AQP4 23Rk 2 H O
PURDOHBL Y, 2) FHEISEME L AQPA HUARMOFARE, 3) NMOSD B HIsk D AQP4 HLik & A
L 7=8h#)E 7 /L "C NMOSD JELEL O RIETRE N B CE 5 9 Z L v, NMOSD 17 A ha 1 k
IZFEBLL72 AQPA Z IR H CHUR E T OHCRERE TH D LEZEZX LN TS, AQPA LR &
FARIZ L > TAQPA 3 T2 FBL LT T A bt A bBMEESINRER, WRRIET7T A hai
A FOFFOEEZ R, ZkEe I = ) U (TR SeRMEFEASIERIT Y. 2o
728 NMOSD (X7 A kA RARF—LFrEi, —RIHEZI SR T4 370 R
A RRF—THDHMS LITRRLDERL L TREINATND.

L2L, AQP4 HUAD MEMKESFT (blood-brain barrier: BBB) LW HNUT—%iizx %
BEFFIIARATH S, EBENMOSD Tk, 10 4ELA L, AQP4 FUA MK TICFET HICH D 5
FHRAE LRVVER] 7, BYER0V 7 F RN RIE DTS &R D ER V3G S Tns. 2
OFFNL, Bl SRR O CEA Zi7s AQPA FUAD, IR ORNICH DT A 1
P MTHB LT AQPA 3 FIZT 7B AT H720IT, BBB ZHADAT v IRUETHDH Z
LERET D, ZOAT v I, AQP4 Uik & HIARLISN D TRINOGHER ) H3BTE LT
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NS CiE, THIEZIZU®E L2V L /RER2N BBB 28z CIMFEEICIRIET 2 27 v 7IZ,
a7 ) v A—N"—T 5 I U —ZRT HMIaEEE D CTh D melanoma cell adhesion
molecule (MCAM) & > & —mA %> (interleukin; IL)-17 ANEBEREE L2 7=+ L& %
LI THTND. MCAM 1X, U N EROMMELHEL, MENEMRm~Dor—Y
TERAEEL Y, 5T, MWD MCAL & 19, & L IZHRREERD T I = LS
L, U BROMBNIZEZERL T2 LEESNTWD W EEE, NS TIE, HHEEFOMME
BEIBCTE BN 4L O L JE P T, MCAM Z @ 783 L7z CD4 & L < 13 CD8 [k T Moo BN %
R, TEERZE O M N AL T H MCAM OFEBIAEEM L T\ 5 2 ¥ X 5|2, CD4 Btk T
HERE (Tl 7 HERE) O & b AMITAE PN RSHIBEAE hCMEC/D3 A ~DFEE %, HT MCAM HLiR CHpfil <
X5 W ZNHOFEND, MS TOBBB #HA7-Y v/ SERIZEIC MCAM [XBb - T 5 L35
ZHb.

—J7, BBBAEETHR L LTIL-1T BERE SN TS, IL-17 11X, 7T 4 &I
CHELTZBB OXA MY va iy faEL Y, mENERNS D7 EA
CCL2 Zfikth S, CD4 Btk U o/ \ER % M8 Sh i e S & A RIEMEY A A v Th D 19,
IL-17 ZPEAET D U o /RERIZIE, Tul7 Mife, CDS 5 T #lAd (Tc17 M), 3HUESRY gk
RENHD. NS IL-1TFEAY VRERIIMCAM Z2 & < BT Z NS TG 121811,
MS TiX, MCAM mZELD T A O B G-3MEE STV D Z &0 h, MCAM 28T 5 IL-17
AU RERDS, IRILAE N BRI OD MCAM & & LIEBENICATL, £ CREAT S IL-17
BN LUCTHRAELZRT 2 EHEESILD. O MCAM & 1L-17 O H O R B~ DR 5.
X, MS 72 TiEe<, BV u~F Y, X—F = MF Y, Hraf F—2 R 9 RAENH
IR 19 20 g 2V A X U & L2 OB EAICB N TY, iFshTns.

THHOFEFEMNS, FAE, TNMOSD T, MCAM Z @3 E L7z IL-17 pEAR U Vo ERAS, U v
SREROIMAEN AR ~D 1 — Y 7 %R L, 8 NI MCAM & F5695 2 & T,
BBB % 3 0 #l X FARARIRRINA~BIE L, O C 1L-17 ZFE4E$ 5D 2 & CTBBB # A%+ 5. BBB
DO LV, AQPA HFUABSHFARMIR DI N SN~RAL, ikl L HIT A hath A Mg
FEERHEL, WEEXTET D) LWV OWRBRKE A T, AR TIE, ZhEB6NICT
% BT, NMOSD WA IZC, F7° T Mt L O N EIR D MCAM FBLIZ DU T A ik
L2t 1T - 7.

R L ik

PIE"3

SHTIE K INATF ZE TR R4 BRI B8 U € NMOSD & R PR IR BRI 22 I S v =Sk s 7 131
(F 1) OFHEZMFT L. 209 B0 3 FHIT MCAM DOFEM A AT L 72, [ BRI 1
pattern—specific loss of AQP4 immunoreactivity & I & FHOIEMEACAIIRIESE 2 252



R, ERRANCIIHRARRER S L OFHRZ R LIERRECTH L. IEFHIRE LT, FEPIX
PRRIE B OFIRG] 5 1 (76 ik B Lambert-Faton SEMEHRE, 80 mkBME 1 LE HiM, 66 5%
FVEABPERIEVEBRENE S FEARRARSE, 49 it S AN F —, 4T Vi REE Y X b
BY =) 2R L.

KRR BT

R CTEONEEHZ2E0 AL~ ) VEE, T 74 AT 0y 20, dun EOYI A
ZVESLL7=. hematoxylinand eosin (HE) ¥efa 1TV, RERIERK, v~/ o7 7 —, HEZER,
BTV AL E D EE R LT,

MR L F R K ORE s B

FREOEIAIZOWT, R 2 125K L — Uiz 7o, s ilifkib 713 Vectastain ABC
kit (Vector Laboratories, USA) (Z 45 ABC £ F 7-1% Histofine Simple Stain MAX-PO kit
(Nichirei, Japan) (X AR VU~ —}ETFrVY, diaminobenzidine THMA L7-. fuEait—
E T, BEHo Z & < TSAPlus Fluorescein System (Perkin Elmer Life Sciences, USA)
12 & > T MCAM % Fluorescein THZik L7z 2. Z D%, i CD3 Hifk & Alexa Fluor 555 goat
anti-rat IgG Hif& (Thermo Fisher Scientific, USA; 1:200) Z{#H L, CD3 % Alexa Fluor
555 THE#k L7-. K4% 4, 6-diamidino—2-phenylindole (DAPT) THEfkL7-. AL 4R
RAIT L — P EATRIBEMEE (LSM7105 Carl Zeiss Co., Ltd.) &Mz,

TE BT

NMOSD D FF 25 % AQP4, TEMEALAHR C9neo, glial fibrillary acidic protein (GFAP),
2,3 - Cyclic—nucleotide 3’ — phosphodiesterase (CNPase), myelin basic protein (MBP)
DML F L HE Yuefal2 X » T initial lesions (IL), early active lesions (EA),
late active lesions (LA), inactive lesions (TA)IZ4A3HEL7= %> 2V, $HTCD3 HifA, #iCD4
U, $t CD8 HUik, i CD20 HLIRIZ & 2 Sl F 8 7 ic 3T, CD3 5tk T i, CD4
BostE T #ERe, CD8 BGfE T MA@, CD20 Bk B M2 [FE L7z, & 512, NMOSD @ 3 fi (& 1
JERF 1, 2, ) 21T D EREMAR 10 71 > 7 )5 IL £72I1XEA, LA, 1A 224 718, 8 1,
23 fEfMHI L, IER XTI 5 Bl HFREMAME 15 7 r v 7 A4l L, HTMCAM FUikiz K 56
FERAR L 21TV, MCAM BVEBUEZER 2 [A1E L7=. P MCAM Hiik & HT CD3 FLIRIC X B st
TEREATI AV T, MCAM B T MIfR A FE L7z, i) 20 5> X& W T, IL/EA,
LA, TIA TZENZN 15 HEFOWG A T & MMIHRE Lz, MCAM Btk T fMluom e (B
Y720 % (/mn)), T HMICISIT D MCAM B T MO EIS 24827 7 7 Tas Lz, MCAM
Bt f g 2B LT, MCAM TH:a L7-UIRICRBWT, FBRRICL - TmEZFEE Lz, X%
10 5L XERWT, UITICERED D WVITET2 1 SOMEELY 1| ROME L ER L.
IL/EA, LA, IA TENENT X LT 16 BEFOEBGZERE L, EFEIROKAEE AET



23,4

FHEN IS HEFOEZ T o & DTHRE U7 MCAM OIS B A2 e B9 2 BEPE Tl L (0,
FEZ L, 1, EEH V), MCAM %%’v\éfﬁﬁ“émfé@%é\ﬂﬁﬁ77f%w¢. BB IT 5
B 77 M Image J (imagej.net) AW TITH-7=.

BEt IR

2 B (EWXTHROKEER, BER) MoOMBEOlEIZIE, Mann - Whitney U ME %
FW 7=, 3EE (NMOSD o IL/EA B, LA B, IABf) F’ﬁ@ﬁ*ﬂ%ﬂ%@ttﬁx I%, Kruskal - Wallis
WE L Dunn DFIEIZ L AL EEHIE L FAV /2. M1 GraphPad Prism version 6.0
(GraphPad Software, San Diego, CA) TiT-o7-. AE/KUEL P 0.05 & L7,

ER

NMOSD DEFFREIZIT B R T — VO RAEM
HE méf?&ﬁiﬁfﬁ%% 2HT, 227 vy 7y (22/27, 81%) TiRHIz. 2T AQP4 DOYLtatk
FUICIHRL (1 B), YA bathAg hO~w—D—Ths GFAP (¥ 1 C) oAV I7
F‘WM Fe IO —H—Tob%CNPase (X1 D) °MBP (X1 E) 233 2P
PELZTEY, MHIZH D pattern—specific loss of AQP4 immunoreactivity® ZE87-.
BERICEE S &, AT —U 08 %1To7=. IL/EA 100% (7/7 JRZ8), LA @ 67% (6/9 JFZ5), TA O
9% (3/35945) 12 LWRIEMILIZIME 25807 (K1 A).

NMOSD DFFEEIRZEIT IS 1T 5 MCAM (B4 T #ifa

BT 2 BRI & LT ERDN R TH o720 (M 24), iFRER b HS5- (X 2B).
~ornu7 7 —UbEERM LT (M2B). U RERTIE, CD20 BEPEAiAe (X 2D), CD3
BitEfmia (X2 ), CD4 BitEflia (X2 F), CDS BitEfia (X2 6) OREZFRD=. CD4
Bt &V & CD8 Bt EARIL MENL Td - 72,

WIZ, HUMCAM HLIR & T CD3 Hill 2 o S ok “HYL Al Lo T, MCAM 5 T e &
A& L7, IL/EA TiX, M4 EPHEZ B0 MCAM B T Ml 2586 7- (X3 A-D). & TH

T AHIEIZEE LT, 58U MCAM DYtttz r L7z (X3 A). MCAM PGtk T Mla O X, LA &

A LT IL/EA THEICE o772 CELE - FEAEFZE - IL/EA 8.9 + 4.6 /mn®, LA 5.5
+ 2.9 /m, 1A 0.4 = 1.4 /mm® IL/EA LA, P < 0.0028; IL/EA % IA, P < 0.0001) (4
3 E). THfIZIT D MCAM BEME T Ml oEIG 1Y, LA & TA 2 LT IL/EA THEIZHE -
72=(IL/EAT.7 + 4.4% LA1.6 £ 1.9% IA0.2 *+ 0.9% IL/EA LA, P<0.0006; IL/EA
%f 1A, P < 0.0001) (X3 F). IL/EA 23T, MCAM 5% T #HAEAS MCAM BME 4% & Ursd
LG aRiz (X 4).

NMOSD DFFEIREIZ I 5 MCAM (B iin &



ﬁﬁﬁ%ﬁ% F o THBEMAE 21T 5 MCAM OFEBLZ RS L7z, 1EH R Tid MCAM 1
MAEBEZIR > TYA I, ZORBUIKHE TR, AETRER»-o72 (X5 A-C). MCAM %
%ﬁ¢5m£®ﬂ %, BEICHLTKAE CHEICED -T2 CEAME R © KA
B 27.6 £ 8.9% HE 59 + 5.7% P<0.0001) (X5D). NMOSD Tl&, IL/EAIZFL

TIMAERED MCAM D3 BIIE < (K5 E), LA & IA TiHE2»>7= (X5 F, G). MCAM 233
T HIMEOEIEIE, LA & TAZH LT IL/EA THEEICE -7 (IL/EA80.1 &= 19.1%, LA
10.2 + 7.84 %, TA 3.01 + 4.75 % IL/EA %I LA, P < 0.0006; IL/EA %} IA, 2 < 0.0001)
(X5 H).

B

AHFFETIL NMOSD OFHEFHZEIC T, FH—1T, MCAM Btk T M RER A ICHEICEL R
M52 L, 0T, MCAM BEMEME N IR ICHEBEICSE N2 &, =12, MCAM B T #l
e 23 MCAM FEPEIM A & $59- 5 Z & 2B LM Lz, LA EORFZERE Fi1L, HIErEZE0Gi INMosD
TIX, MCAM % @388l L7z TL-17 BEAY RERDS, U 2Bk mAFNEZIRE T ~D e —1
Y7 ERREL, MENEGILO MCAM & F5E T 25 Z & T, BBB A3 D B R XN~ T2
L, ZO%TIL-17 #PEAET 5 Z & TBBB 2T 5. BBB OREIZL D, AQP4 HL{k s H
WHREDOADDLN~FEAL, flifkE EbIcT A by A MEBEZREL, MEZEKRT 5]

D% XFTHHEDTHD.

BANZ, TAIIZHEELT D MCAM IZ DWW TELET 5. 1) NMOSD OFHfFFHZITIL CD8 Batk T
%%ﬁ%&?%é:&(EZ%2)®8%ﬁT%%?iIkm&Ib6_ioTMMM®%ﬁ
NHEEINDZ &Y, 3) N\MOSD O IO METEREE TIX IL-1p & 1L-6 A LHF25 2 & Y
5, NMOSD [ZH W T IL-1B& IL-6 25 T 0D MCAM DR EGFBEICH B L L2 TWH EEZD
5. NS DREMIFFA T, IL-1BtEI 7 a7 0 7 2 L 1IL-6 [5MET A b a¥1 b 2908 (FE
LIL$&H6¢T%@T@WM@%%%%%?%”W ENFHI TV D, A, NMOSD

WZBWTH IL-1BE IL-6 ZPEAT HMlaZFRIET 5 &2, T OITKIGT D MCAM B T
HERSRAN (Tul7, Tel7 72 &) OFMZHOLMNIT HMER DD,

WIT, LA PN R FE 34 5 MCAM I DWW T ELEE 5. 1) NMOSD DI ITTIEPE b~
ImT7y—UEIIUO L LI ARGEMIRORZENZ WY, 2) NS0 7 — U JF DA Tl
<7 a7y —UhBEA XL tumor necrotic factor (TNF) 234 PN EZ T MCAM ZE %
FETDHAREMEN D D 12 20 2 W Z Lok, NMOSD TlE~ 27 a7 7 — U bEA SN TNF
DI S N AR O MCAM R ZFHE L CW A AR 5. 4%, ~ /e 77—V %I 0
& LTz BARGIEHIIIC I 1T D INF BEEARE 2 T 2 LB H 5.

BPBAZ, NMOSD 1281 D THIfE DB FRIZ OV TELET 5. 1) \MOSD O BEHFITTFET 5 AQP4
PURO /27 7 7 2013 T MK 77 7 2 1g61 THDHZ b 2, AQP4 KA T
HIRR S AQP4 FUARPEACBE 592 ATREMEDS B 2, 2) NMOSD HR D IfiLifg th 213 AQP4 =0



AQPA T F R (p61-80) |ZHFFAYZ: T MIKASTEET 5 ), 3) NMOSD FRF o if ik 1T 1% AQP4
7T K p61-80 5 LAY HLA-DR # HME CDA BhtE T AIRENFAE L, IL-17 ZBEAET % %, 4) NMOSD
DETFLVEM TIT AQP4 Fr B T M & AQP4 HUADB AIZ LYW, E K NMOSD (ZHELL L 7295
BAFH T ZERHALMIEN TS, ZHE TNMOSD (1% AQP4 HUfA & Mtk & vy 9
RPESIE RS O A3 H S TE R, THilMS EERER 2R ORENERH D, IL-17 %
PEAT 2 CD4 BME T A (Tul7 i) o 50%LA k=, TL-17 & PEA$ 2 CDS BhlkE T AifE (Tcl17
HINE) 0 5-15%725 MCAM Z 385425 15 W 2 Lng, ARAFFE TR S 72 TNMOSD i 285BI
1% MCAM BEPE T AARNMERE 951 &\ D FIEE, MCAM & HE72BAfRICH D 1L-17 &l & L7z
RIEDS NMOSD DIFZE AT AFAET 5 ARtk 2 /"8 9~ 5 . MCAM BEtE T MIfaA sEA 32 1L-17
I2X Y, RIERFT~DOEFFEROWEE 2 & BBB OMEHEAS 1 O 08FFE S 11, NMOSD DK 2
EIEHCT D FTREMED V.

NMOSD | 3#54 72 B Lo IR i C, HIRIRH TR ENR 2203 8 DIEGIA D 72N oD, A i
Br U738 8130 2 2 b BT CD4 HLIR E 721381 CDS HLiA & HT MCAM HLiR o fo % 5t — &
Yt 21T > TR N8, NMOSD OFBERZIZIIT 5 MCAM B T MO RS] (Tul7, Tcl7
72E) B OLMNTRNI &, EHITMCAM & 7 X = 0ROt “EHY B A2 T > TR
W, WEEEBEDOZ I =020 L TRATHAMEEZEETE WD L%, 4%, ks
REPETH 5.

AAFFEIE, T IR M4 & D MCAM Z 41 L 72 /6 G £ W IRARFTIZIRIET 2 Z & 2%, NMOSD
DORMFEICEETH L REMEZ R LTS, ZOFEIET, MCAM 2N EFEER & 722 % AT Rerk
ZoRET 5. FEEE, MS OEMET L TH D TR CAEHEINE RISV T, HTMCAM
A THUROEERL, MCAM ZERELZD o EkE WD Z & T, MRUERESEIEL L, AR
PR RICIRIE T 5 Tul 7 MRS 975 12, 444, NMOSD IZxF LT, kDT 7' v —F T,
NMOSD D FHARC, F 7R DOHERAZMIETE D[R H 0, 5%, BT T VA2V 2K
AERHIREE LS.

EE

AAFFETIE NMOSD DHFIA R BEARAR 2 VT, FREYH 2 RT3 MCAM B5 1 T AR 23 A IS
%2 <L, MAFITI1F 5 MCAM DFBIARE T & 2ok Lz, T #Efa & {4 o> MCAM A3FH ALIC
ERT 22 &, &ML L7z T MBEL Mk BE P 4 mis Ui 928 (29 5 rlaetE s w
M2 S A7=. NMOSD (233U T MCAM P T MIARIE 1L-17 2 A L, M NEIR DOBE &4
EROFFEICH G595 AIREMENE 2 STz, NMOSD OfFRERERF & LT, AQP4 PUik & ikl
RIZ L DHRMESZ TN 2 C T MRS & 2 M rE sy DB -3 me S 4L, MCAM 2387 7215
B & 72 D BRI E 2 DT,

EE
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AQP4 ZEy bk, R Z7u—TN 1:1000 Chemicon, USA
GFAP FJEv b, RV Za—F 1:1500 Dako, Denmark
CNPase ~JA, &/ 7uva—F/ (11-5B) 1:1000 Sigma, USA
MBP FJEv b, RV Za—F 1:200 Dako, Denmark
NF ~ A, &/ Z7wu—F/L (SMI31) 1:1000 Sternberger
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CY9neo ~ A, &) Z7u—r/L (B7) 1:200 Dr. Paul Morgan,
Cardiff, UK
Tha-1 FJEy N, R Zua—J i 1:2000 Wako, Japan
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Ch4 ~UA, £/ 77—}/ (4B12) 1:100 Dako, Denmark
CD8 <A, &/ a—F) (C8/144B) 1:50 Dako, Denmark
CD20 <A, &/ 7ua—F L (L26) R BB Dako, Denmark
MCAM JEvy b~ £/ 27 ua—7 (EPR3208) 1:250 Abcam, UK

AQP4: aquaporin-4, GFAP: glial fibrillary acidic protein, CNPase: 2’,3
Cyclic—nucleotide 3 - phosphodiesterase, MBP: myelin basic protein, NF:

neurofilament, MCAM: melanoma cell adhesion molecule.
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