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Abstract : Experimental autoimmune encephalomyelitis (EAE) is an inflammatory disease in the murine
central nervous system (CNS) and has long been used as an animal model for human multiple sclerosis.
Development of EAE requires coordinated expression of a number of genes that are involved in the
activation and effector functions of inflammatory cells. Galectin-3 (Gal-3) is a member of the beta-
galactoside-binding lectin family and plays an important role in inflammatory responses through its
functions on cell activation, cell migration or inhibition of apoptosis. We investigated the functional role
of Gal-3 in EAE mice following immunization with myelin oligodendrocyte glycoprotein (MOG)ss.ss
peptide. During the peak stage of EAE, the localization of Gal-3 in inflammatory cells markedly increased
in subarachnoid membranes and perivascular regions of CNS. In contrast, Gal-3 was weakly detected
in cerebrum and spinal of the recovery stage of EAE. Consistent with this finding, western blot analysis
revealed that Gal-3 expression was significantly increased at the peak stage while it was slightly decreased
at the recovery stage in the CNS. In addition, the population of CD11b* macrophage expressing Gal-
3 in spleen of EAE mice was markedly increased compared with control mice. In fact, most of activated
macrophages isolated from spleen of EAE mice expressed Gal-3. Taken together, our results demonstrate
that the over-expression of Gal-3 in activated macrophages may play a key role in promoting inflammatory
cells in the CNS during EAE.
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A A7PHAA 254 (experimental autoimmune  9F CD4™2] T A E2] G54 E2] Hfol el o5tem
encephalomyelitis, EAE)> T A1 X w74 xl7pa<dAd 2 [1], &dste SXAMEL 20| §A 02 Q3 F5

o gx ZFEANAANN GFA2Y Je&F e A73A o] gzt X E = 202 43 A Aot [27].
9o EAL /MXe AHEY ohdd Ad(multiple EAE 24 35 843tE ZEAAEZE TNF-, IL-
sclerosis, MS)9] & mdo|t} [19]. A7PE A =23 1, nitric oxide 5 954 wIZNALY] ®Euld] o3l FF
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AAL] %85 fEs] EAE dWe] ofslo] Uy

=
3k FIFS mX|A =} [24, 27, 28]. LB AL FAAA
oA BAstE XN TE FUAX o] AR Z QA G
< Sk B7EA] BES 77, ol A7 A
T

AE] A= F83 &S = AR oA 2
ok [20]. B7vte-20] FFRABA N T SEAMEL]
MHC class 117} ¢FsHA] H& =, EAE vR-20lM &= &
FEAA|ES] MHC class 11¢] 2 o] F7Hgo] g<leo]
[19, 25]. SXAA 2] &4 EAEIA A<l g
ho] wl-- WA Sk Ao g o2 A7zhE o= a1 it

Galectin2 beta-galactoside ¥ oligosaccharidesZ
478 lectin®] g FFEA ThF Y =3 W st
A ZA oA UElU+= beta-galactoside-binding protein®]
o} [2]. Galectin® E43}8 SEAAE, SA3}1E B Al
X, FAGAE 2 S5t T AlEZeA Id EujE
[2, 33], B2 AGAEN 9] &3} o]F & A EZAHA}
(apoptosis)oll T3 5o Thdet JE4E sk Zo=
4# A At [15]. Galectin-3E Ho2t Springeroll 2]
thioglycollate®l] 2]3] E/d3she SR 2A FA ZE2]A|
¥ 3139 (macrophage differentiation antigen, Mac-2)
o2 XL 47AHE olg) 34kDa ZHEAZ AF oy
(galactoside binding protein), 217+ Lectin-31(human
Lectin-31, hL-31), ©3}& A3 T 35(carbohydrate
binding protein 35, CBP35), &% o] A¥ 1-34(tumor
metastasis associated 1.-34), IgE A3 T (IgE binding
protein) 5 A& T2 o]0 & ATE U}, F= Mac-
2 Tl g H]E3E fAF Dl ES FE0] Galectin3E
g8kt [3. 8]

s

old Ao =W Galectin-3¢] L3-S A=A ¢h=
8 FulE 2] BEA, FHAsks 5o 959 2sks
7H1 3zt A AN A 1 o] FUNskE AR

g glrk [9, 23] 53] oA LHE Galectin-3E
A5 N B-o] Qe XA EE S4FAT
, SEAAE, YA E B AFAH LY o|FF s}
, O1& A|Ze] M EZAEAKapoptosis)e] Aol Fofst
A3 Az E574 TS EXATE Ao Uy
Atk [26, 32]. < Kim 5 [13]2 #=2] A7pdaS
HH e Bdo] HpA oA FAEA A LA A Q]
Galectin-32] 282 AWl P F A5 Az &
o F8% AR F shteld, AW 27
= T 9 Ay 3879 93 gstol] Aol 9l
o7 RIS Ao} E Galectin-3= A5 W2
Aol & SE2AE Bt ol F5A17 A 2
Aot ZE SA3IA 7= 202 B EATH [13]. ©]
9} 7ol 27hH A H 3 Galectin-39] €749 HHA
o] Tl Ao ATEC] FAH o, HATH o
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2 489 323419 w2 &4 A divE X3
8t SFAAA A el H5AH 29 Galectin-3942)
A9 Galectin-37F A2 thd sk MS)3
AME W& Kol C5TBL6 vhy-22 mdoA F541
AN A 9] Galectin-3& H83t= AFAEL] AL
(homing)9} ##Ho] Q& WxH 7| A o] wHE W B
Aol Bl Are olA7kA] A Hiv) v &t
T} wEhA] B ApeAE C57BL/6 vH-29] EAE 249

tsolA I g ZARIAL o)k g7 EAE £
npg-2o] wzm ] 7] Bel B Zel| A Galectin-39] Wd
B3 ool sl st s}, o] 2RE x4

FAZAS BRA AN B Pt Arhay
X 48 BAES] 9 A BE JRaAE Wl

AESE

2 A= 6-8FH 9 & C57BL6 PI9-2E
Jackson Lab(USA)S.ZH-E] H-utol g o] AR5l
t} HIAFEL EFHA AR ACEAN 25E 23+
1°C, 55 50+5%% FAAFL, AFE= NIH-07 2]
o8 FAUIL, S5 AT ST  ATE ¢

AgME AFUste sEZE 2 AMF-S
S ugton, RE AL AFYstue] 5
9

OrF20M2| EAES| Rot eS| It

nh-2ol A EAES 8] $late] Z4z7te] whe-2o]
& Jddo] FH-9 myelin oligodendrocyte glycoprotein
(MOG, 200 ug; Bio Synthesis, USA)Z} Mycobacterium
tuberculosis H37Ra(500 ug; Difco, USA)S 353k
complete Freund’s adjuvant(CFA; Difco, USA)YE &L
< E§ste] FAMsESTE L8] AL pertussis toxin 200
ng(List Biological Laboratories, USAYS <] 3} ™
o & 2dA) ] FY AL SgiTE WY g vk )
4 AFH 93F%E 58Uk EAEY Mg
Riminton 52| "WHel weh 542 g 574l whet 5
GAR UFATh: Grade(G)0, 54 G, Z2vh]; G2,
7AEe] FA] whH]; G3, F5 FA ] G4, AR
G5, 521 RO, 31571 [30].

A2 222 v-2=(naive)9} EAES =38 wl9-2
oA Aol G2-G4E YERlE AI71E
stage: S $ 18~22UA]), A O ZHE] 3| H o] 4
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S7do] YeRJA] ¢k A 7|(ROYE 3|5 7](recovery stage:
WY F 30¥7 o|F)E WL 7 AVIER ue-2E

o} e EEo g AFd 2L 10% 4 T2
g & "ot FHst S AA v ¥

Western blot analysis

e Aol whe} oo} A S AT v &
& A (lysis buffer)40mM Tris, 120nM NaCl, 1mM
phenylmethylsulfony! fluoride, 10 ng/pL. leupeptin, 2 mM
sodium orthovanadate, 10 pg/mL aprotinin; Sigma-Aldrich,
USA)l Yol #23}7](homogenizer)Z w11 8132, 12,000
pmOE 20 FeF A4 EEdte] F5AE Hal o
A& FESAT FE5F G AL G Fst sodium
dodecyl sulfate-polyacrylamide gel electrophoresis(10%
SDS-PAGE)E °|&3l9 ¢ o] vizs W74
T3k HyE wwde YEAEIZox o
(nitrocellulose membrane)oll 100 VollA] 2417} &<t % o]
AlFATh 2 S v 5ol Whg-g WAE] QI 5% 2
A|9-5(nonfat milk)E AFE-&Fo] 147} 5o A-2of A Wt
SAIFATE. Galectin-3l] th ¢ GZEIAE AY4eh= M3/
38 hybridoma A 3EvjF = [14] 12} A2 AL
sted 1AIZHEQE WESAIZ) AL, 23} A E = horseradish
peroxidase-conjugated goat anti-rat IgG(Santa Cruz
Biotechnology, USA)E AME-3te] A4 4587 g
Al @ W= (band)= S oA ECL detection
kit(Amersham, UK)Z #& & AFth Zzhe] wiE Ue
£ scanning laser densitometer(GS-700; Bio-Rad, USA)&
E8] 922, Molecular Analyst Software(Bio-Rad)Z
olgstel LA,

EESEL Y

th] o} 2=z A oA Galectin-32] £ 2w At
S #F57] 98l EAES 2131 vhe-20] ti+ of A
A ] Zhzho] Al ARG AR ZPA]7]e wt A
7R AFSA, 10% F8 E28e| v etar, st
A zojste] dRE wHEo] sTto|=E Atk ¥
%73}t YL Avidin-Biotin Complex Elite kit
(Vector Laboratories, USA)E o]-&-s}th A HHLE 3}
s AAT F, HAg Astass AlAG] Sl
0.3% FatskrigalA 2027 At 2 F v s
o]& HYNES-S WA3H7] 213l blocking goat serum=
3087 WA F L) o] & A A3 3 13} A E Galectin-
3 BEFE 3| (M3/38 hybridoma)S 1A 7 A Lol 4] wk-g-

AlZ1 3 biotinylated anti-rat IgG(Vector Laboratories,
USA)E A-&ollA 4587 WA 7T} ©]o14 Avidin-
Biotin Complex(ABC) reagents(Vector Laboratories, USA)
2 45870 AL WMSAZOH, W Wkl T
2.8 3, 3'diaminobenzidine(DAB; Sigma-Aldrich, USA)
foloz WA} 7} TA] Alojolli= PBSE F13]
AHSErh PSS el 242 S gAY
(hematoxylin; Sigma-Aldrich, USA) £ S 2 tjzaA
2, W 8 F9E A AN F Bdsel Bord

LEEERIETCTS

FMEZEM (Flow cytometry)

EAES 32171 vh$-229] ¥1gol|l A Galectin-32] &
Alxe] 2 WskE #EE7] 918 flow cytometry
AT w2 vAS A FH Bt AE o3
£ 58 9 AlE F-fAE Ak o]FA Hoizl
Axe= 4875 £314121 F Dulbecco's phosphate-

buffered saline(Gibco BRL, UK)Z A& 3 T2, 10%
2o} &3 (Gibco BRL, UK)Z} 1% 334 (100 U/mL,

penicillin-streptomycin; Gibco BRL, UK)7} X g%

RPMI-1640 ¥} A (Gibco BRL, UK)oll F--8-AZAt}. o]
% Galectin-3 TEE3A|(M3/38 hybridoma)S 30:&7F
4°Col A WFSAIZ1 3 FITC-labeled anti-rat 1gG A
9} PE-labeled anti-mouse CD11b &A1& z}z €3 t}
Al 4°Coll A 1587 Wh&3sEATh kg0l B Al
1 mL 1% FBSE *¥3sl= DPBSE ¥, 1,500 rpmell
A SR AR SHATE ololA g Al

500 uL 1% paraformaldehyde®l] #]5-5-A1A FAZ &

N el
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Fig. 1. Clinical course of EAE in C57BL/6 mice. C57BL/
6 mice were injected subcutaneously in the hind flank with
200 pg of myelin oligodendrocyte glycoprotein peptide
complete Freund's adjuvant containing 500 pg of mycobac-
terium tuberculosis H37Ra. Mice were also injected i.p.
with 200 ng of pertussis toxin before and 48 h after
immunization, and clinical symptoms of EAE were
monitored as described in the Materials and Methods. The
symbol (M) indicates the mean clinical score for each
group (n = 3~5) on the day indicated.
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2] 7](FACSCalibur; Becton Dickinson, USA)E 2] &} ofod M| =S|t oM

Aok, EXzgad o2& CellQuest software(BD Hogoll A H2|st SEAME] Galectin-3 T FF
Bioscience, USA)E AME-3F T < #Fs7] 9l EAEE AR vhe-2e vigo R

FE AEZE E2I3F coating cover glass’} £+ 6

Fig. 2. Histopathological profiles of EAE mice. Cerebrum and spinal cord were fixed in 10% formalin, and embedded
in paraffin. Five-micrometer sections were stained with H&E stain. Scale bars = 60 um (A, C, E, G); 30 um (B, D, F, H).
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well dishell #3531 37°C, CO, w714 2417k Bt
et $ S-S AASA FXAMEE 2447 T
ot wF3tA Tt [5]. F-2HE MEE 4% paraformaldehyde
2 14 F 5013 Hkg-S WA 8] $18] blocking
goat serume 307 WA AT ol & A AT F 13
HA 2 Galectin-3 T-ZEFA(M3/38 hybridoma)S 14]
ZF A2 w3171 - biotinylated goat anti-rat 1gG(1 :
100; Vector Laboratories, USA)E A&-3}o] A4 45
E7+ WkS-A1F T ©]o]A Avidin-Biotin Complex(ABC)
reagents(Vector Laboratories, USA)E ©]8-3F¢] T}A] 45
E7F kg A Ao, HY vkgo] 4 AlxZE 3, 3-
diaminobenzidine(DAB; Sigma-Aldrich, USA) &<} o] A
A HTE, ZF ©@A] Alelolli= PBSE F-3] A& st
o S UEA AXE SnEAd §do 1)
@A, B-Ygete] Fen st BRI &
’d Aol 4 WstE ER1E7] Hsl 3~571 ode] Al
ofollA] 500709] ME F ¥ WS B AXS] 5

Aol 7 wske skl

2 &

EAEQ| Q|4 ZS4ta} MW EHE o7
237 Fg4& W3 C57BL6 wH-22ol 4] EAES]
T 9~15¢73l BLgle] WGl

z7] F73o] Yebth 18-24U 7ol el 2
T2 wH(G2-G3)7F Eojui, o] AWo| o3y
AT A 318 s A e Btk 283 3087 ol
FHEE 3EHA] & viH] Fde] A& fAEHE A
& eIt dd5Ade] #Hagke oF 2197 G3.0
+0.20] A ThFig. 1).

EAES] A1738H2] &4 A up9-2o) tix e} 24
o] z2Ask4 W #Ask A3N(Fig. 2), EAE 9457
o] W7]9] th(Figs. 2A and B)9} 3 4*(Figs. 2E and
Felde dF5AxEEe] Aviedgts A9 249
AR YR QT A=A e ot A
o] da2lel AEHATE v 3 &A=
(Figs. 2C and D)9} 2 <*(Figs. 2G and H)olA €5 A
27 dA3] gadhs Ae HEY ATk
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Fig. 3. Galectin-3 expression of the cerebrum and spinal
cord in healthy control and EAE mice at various stages
by Western blot analysis. (A) Minimal amounts of
Galectin-3 were identified in CNS of control mice (naive;
day 0 post immunization, PI) (lanes 1, 2). During disease,
Galectin-3 expression significantly increased in CNS of
EAE mice at the peak stage (G2-G4, days 18-22 PI) (lanes
3, 4) and gradually declined at the recovery stage (RO, days
30-35 PI) (lanes 3, 6). (B) The density of each band was
measured and plotted in the graph. "p < 0.0, significantly
different from control mice by student's #-test.

(recovery stage)® 7o) T E-g FE3te] AMS-SFS
o). 2 A3} Galectin-3= <F 29 kDaollA 5o]4 W=7}
HEEJN, 2 FEES B dxT w2l = v
oFalA W& sl S UkFig. 3A, lanes 1, 2), EAE o]
7Hg AlstEls Al71oM = sl dEEs #Ed
A THFig. 3A, lanes 3, 4). T3+ 0|2} -8 Galectin-3
o] &y Fe] Frte Aol HEwA AR 8] ofshE
£ 2 4 AATKFig. 3A, lanes 5, 6). T=3 AW H o]
W Galectin-39] 2] Wsle] gk =] Ux 74
A3} el Hls EAE vhe-229] i 7]ol A {94
AE F71E BATHp <0.05, Fig. 3B). ©)32] Aztz1
Bl Galectin-39] £& F] Wsh= EAE 29| T5&
(severity)e} DS #HAGo] AS & F UATh

EAE OI2A ESFMZAA MM XY Zalof] we
Galectin-32| &3 MzZo| S0|M

EAEE F58F w229 9} H5ellA Galectin-3
of B 9 Iy g Flst] a8l WA sst o
S A& tHFigs. 4 and 5). 478 HZ2 o2

lo

=
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Fig. 4. Immunohistochemical staining of Galectin-3 in cerebrum during EAE. Galectin-3 immunoreactivity is not found
in the cerebrum of control mice (A, B). During EAE, considerable numbers of infiltrating cells were present pia mater
in the cerebral. Intense Galectin-3 immunoreactivity is present in perivascular clusters of inflammatory cells and glial cells
in the parenchyma at the peak stage (C~F). However Galectin-3 was detected marginally in cerebrum at the recovery stage
of EAE (G H). Scale bars = 60 um (A, C, E, G); 30 um (B, D, F, H).

o] o> (Figs. 4A and B)$} # <*(Figs. 5A and B)ollA] 2} EAE wh-2=9] AWo] 27lde AT o R
Galectin-3 G4 34 WHgo] 7ol #FHA gkt FEE FAFHEENAN A AXE FFF 5 AU,
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Fig. 5. Immunohistochemical staining of Galectin-3 in spinal cord during EAE. Galectin-3 immunoreactivity is not found
in the spinal cords of control mice (A, B). In EAE, considerable numbers of infiltrating cells were present subarachnoid
space in the spinal cords. Intense Galectin-3 immunoreactivity is present in perivascular clusters of inflammatory cells and
activated glial cells in the parenchyma during the peak stage (C~F). At the recovery stage of EAE, Galectin-3 was weakly
detected in a few glial cells of the white matter (G, H). Scale bars = 60 um (A, C, E, G); 30 um (B, D, F, H).

A ESE B 4GP AGolAEENA o P ATE AL RHNHE AT B
& P4 wrsol Uehdth = @go] ATl ek B9 GRAL A& FANA B 3] ek
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S ™(Figs. 4C~F)AFolx= Wazo] A7z g3
o] Fx AN xet T (2T o] AFAEZENA
%4 Whg-o] YEITHFigs. SC~F). 53] th= <}
Eoldog Zpet g we-g Bl 4
A ME A (cluster)oll A ZEAAZY S
o} o] 3 ¥ Wk FH NS Hole
E R ol mleofetR| Tk 21 ol EE ol A
T #FEJ T} ey Aol 3 E WA o (Figs. 4G
and H)?} 2 <=(Figs. 5G and H)ollA %Al wkg-& 7 9]
=] gt
olae] AF}EEE Galectin-32] F& WA+
g 9 gael dxEte A4S o AN,
= Western blotol|A] UeRd oz} A ]38kt
2 HE Galectin-3= EAES] g3} z13)ol nj
gt AEg 99 AR AlsHr.
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SMNEZEMS S5 EAE OI9A ZxMH7| 2ol
AMIZOIMS| Galectin-3 L& kAl

YA A ZRE] FFAFAR K5 2] F
e AX 3= BFA AZES EAEY] AW Al 3l
o] Wl Fo% IS s AoE IHA AU [19,
27]. wEbX EAE w92 S3A1737A19] S22 20l A
9] Galectin-39] F}Ed3} &7 FFAAAZR FF3h=
2171 FLE A8 AZE] Fuo] EAsle 22w
o718l e FEAAM Eo % Galectin-35 I
St=AE ot ] 8 FAZEA7IE o] &3t
Galectin-35 'Tdsl= Az 4 WHsls 3T
Fig. 6A°A] XS0 B]eA Galectin-3E Hd = &
EAA 2] 5 A A3, A3 gzl BlE] EAE
b -2 A Galectin-3E5 Ed 3= SXE2AES] &
7t 74%1A 21.4%7HA] 8A3] S715He & 5 ATk
(Fig. 6B, 7.4%0.00 vs. 21.4%5.66, p<0.05). o]%+2] 4
F25-E EAE nhe-29] F34177] B vl opugt g%
W 7| Fol| A Galectin-3E H8 = SX A X 37
7P des & IUTh

riu
Hi

MM Zstst M E S5t EAE OMRA ZXHT
Bo| ZZAIMZO|MQ Galectin-32] 28

EAEZ} fg wh$-29] HgoA Galectin-38 '3
st @Aske SxAA RS 4 Srkek 2 8d A
£ ge137] 918 EAE i vk B o 2RE &
X EE E2)sle, ol Ee® ZEAH E ol
Galectin-30l gt HAAM 25} 8FHAMH & AA S
(Fig. 7). =L A3}, EAE 72204 Galectin-35 233
= FXAAE F= dxddl HE FHoR {4
Ue T7HE AEY 5 AUL(Fig. 7C, 82.5+20.5 vs.
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Fig. 6. The splenocytes from control or EAE mice were
analyzed using flow cytometry for the expression of
Galectin-3. The expression of Galectin-3"CD11b" cells was
compared with an appropriate isotype control within this
gate. "p < 0.05, significantly different from control mouse
by student’s #-test.

289.5+36.1, p<0.01), = Fd 7= FEI tfol] v
&) wl§- 73k nkg-& HSATH(Figs. 7A and B). whzbA W
AM Lot A TS Bl DA 7] SE A 2
A1) Galectin-39] @S ER1g A2} A EEA] A
o] Ao} YXeh= AxZA] EAE i vhg-20] Tx
W7 Ao Aste SEAAN ZEANA Galectin-39] 2
do| feojroz ZvHES T 4 A, HxHY
71#o A BAstE SEAAMEQ Galectin-3 W& %)
Z7R= AR ANAM 2 Galectin-39] 2@ 3} DH3 &
Ho] glg AR ALEHI)
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Fig. 7. Immunocytochemical staining of Galectin-3 in
isolated macrophage from spleen. Immunoreactivity for
Galectin-3 were significantly increased in EAE mice (B),
compared to control mice (A). Quantitative analysis for
Galectin-3 positive cells are shown as means + SD of five
hundreds cell counting (C). “p <0.01, significantly
different from control mouse by student’s t-test. Scale
bars = 30 pm.
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Galectin-3+= vH$-222] 232 A X F=(macrophage cell
line)e] 2] A:A)|(phagosome)2} 4=A] A 2 F+(dendritic
cell line)oll A SFAYE o) A (exosome)e] F+L.3F A4

O ZA [7, 31], G SEAMER B3} Al =
S FEoR I wle] FUtE A, STt SRIGME
2 &3} Aol wdo] gt [6, 17]. Galectin-3E &
A &Adste EL;’:”H]E‘E, TR, H X A
X EE 9 HXE 52 X3 SN E AEL Al
x5 A, A, A9 ”EW]EQF FFNAA 5 ok
&S Aol A W, BHET [10, 18]. °]E AEE F
Galectin-3E ZX A FA|ZF < shstEAAx}

(chemotaxis)ZA], 32 A Z 2] A (activation), HF
(recruitment)Z} ©]5=(migration) 5 H% W30l 7|sl=
Aoz dHA AUt [29].

olg g 9F vHEFe] AEAd thsixE 258 2E
SAE Yo gt 04-?0“7\1 HiglRo] 4344 hd
s 7R Ak = E 9], FUtElAd 2E A $Rke

214 3o A 2] Galectin-32] s 147

gl (synovial fluid) 2 thioglycollate 2 F =¥ 2=
(peritonitis) 329 B2+ 5 Algte] A5 F-9]oll A Galectin-
39] wdo] ZUtstATh [4, 23] 3 sweptococcus
prneumoniae®] AAE vR-20] HEZo MY P HE
o F8F AT st o] AW A3 WS F
2 A7l Aol g AT [22]. 2 Galectin-37F A4
H -5 o] &8 #HH a4 7 #H (pneumococcal
pneumonia), =73 & 7d 3} (atherosclerosis), dextran
sulfate sodium®. 2 =% oA (colitis) 5] T3t 2
g mdlo] AFelA Galectin-39] Ao 5| o]& &
Hel ASA wEg dAES Bt (11, 21, 22
g Zh 7)) BelH o vehe A A3
(organ-specific autoimmune disease)?] Y& 24 F-
Wb T3 2 (systemic lupus erythematosus), THE g4/
3] 5-Z <A (polymyositis/dermatomyositis) 52| Z}7FH A
Z3ke] FA}llA Galectin-3 A}71H (autoantibody)7 | 5
2 REZ Yehte o] BIEHY [16].

274 28l EAE 2 vR$-220 - %= Galectin-
3ol ek Ae] AFEe] 8 F o] Galectin-37} EAE
il nhe-20] AFAE, 53] dAsE SEAAME
wlAlof A E oA A EH, o]E Axo] A43tE
Tate AL BTt [26] B3 A2 Jiang 5 [12]
2 Galectin-37F Zo]€ A7PHAN HHFE wpg-29
A Galectin-39] A= FFAABA N G5 H&e
AA|, L) FEA A L] A ZAEAL AL, IL-
173 IFN-y2] 9354 Aol EF1Q] (pro-inflammatory
cytokine)?] S AT, IL-5, 1L-109] FEZ4
Ho] £7}19] (anti-inflammatory cytokine)2] -2 F7HA
AoE A7 HAHed RS oAEke s #
23ttt AA7EA Wezl EAES] X182 o -d 3 4
(BBB)& &3 BxH7|Ro 2Ry T A R
A7 T HZ73) SR A L] o] F7] ulg- T8
gk 1o el vk [27]. o] A F T €219
Sy AN E] R A= weo] Ao 2938 A%
< &M, 2 293 AEE= tFE lectinEo] o]&-5
3 Atk 2 F Galectin-3E 53] SX2A| X o|FE
FESE AL dEA Aok [26, 32] B AFA
Galectin-3== EAE 2HW 7Z3¢} n]$- dH3 #Ho] ]
o, Aol A3t wet FFAFA G TxH 7]
741 o] AN Eo| A wdo] =718t Tl Galectin-

Hdste FXAA R £ AR S8k A
\_].6‘—:_'. T ATk EAEZE 0 whe-20] dxH 7]
oA 9] Galectin-35 W& sl SAdstel S AL
_)I:Z_—l] F7ret LEgY] FUte SFAAACNA Y
Galectin-35 T&3h= o|F AEe F7ket vl dggh
Hdo] J& Ao Ayztdr.
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olde] AxZHE EAEZL 24 C57BL/6 nl-2=9]
Yzdely| o w e SAstE SEAA TN B
= Galectin-32 =321 7|04 3 st= SEZAAME
9} BlE-o] EAES] 23} g AR F8ke 1=
3, 9E e g Q3 XU E Ao R AlEHT)

2 =

AT E Al il AsE M) A
< Ho|= C57BL/6 PH-2 EAE Z2dloA F34]
o] &4t Al Galectin-39] SF217Al0M ] & &
I} ASAEL] A4 (homing)et FHo] = TxW
FolAfe] WE W RE P el ATek, x4
zo] Gzt e WS 7HE Galectin-39] T
Fd= HedA] 2%l EAES] X 737}
we FRAAE W TA STk 2 AT BAE vk
AA S} DEHA 7] AN 2] Galectin-32] &
AE zh:ﬁ_,] l‘ﬂ___}ﬂ =il ﬁ_l}q 01;‘(]—8],010
=, EAE UH*«] o] 3ol wpet FFAEAR]
thl o} 2o} o] YxHA Al EAdstE Far2
AEAME Galectin-30] o] F71Ea FAl
Galectin-3& Y3 3= SEAM LY 5 dA3| F7}
st 2E G AT o)) AT EF-H Galectin-
3% EAES] Iz xIsof w9 sk #dHo] 9lom,
EAE7} b npg-2-0] @z o) 7]l A 2] Galectin-3
HL@I she EAsle Fx M xe] wEge] FUret
] S A7 A 04 2] Galectin-35 E&sHE o]
JZo] F71el g e Ao g AO=E A}
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