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fll

IROMERITHE EBENHAED S sToa=— 7 38 EREEZ R L, FEL
DELG iﬂﬁ”””'“O)Lﬁl Tl éhfiﬁb\ Tiﬁibf’o\ Ji6 A T K i AR % o
BT DO FERENRAARERFLIAER 2 & L. 4yl U7 1 & M s s iz i
> T AR R A DS 5 B A /Y 1 A i (Vasa hyaloidea propria, VHP) Z->< %,
F 72RO M IR B EIZ 0 KGR E 2 B O KEEMLE R (tunica
vasculosa lentis, TVL) #2< % (K1), 21562 2OIMER%Z EHE THFIK
%% & hyaloid vasculature & FESZS, Z DIME RDNEFT 2 L HEORHE I /2D
7o, ABREITIBITT 5, e Ao 0 IR A O i &0 fEEN o
FREEILN > T (K2),

~ U ADEE, WMTRNERIZES 7 BZA00 BREEHRD, mai%m
ﬁﬁf%(mwmaazmﬂ(lwo;@m%WE R - HIBO Y TS
MAESHFRAEARIZ L DM 9EITE R S D, Bl A1, M N Rl ’ﬁ LT, ¥v7
07y —VIIREMTHET D U PR T Lﬁ%%m£®u%7m77A
Z #5894 % (Lang and Bishop 1993; Lobov et al. 2005) . & %\ X VEGF % 3¢5
T D KEIR LRI & EDOZRIRTH D flk-1 ZRBLT D0 FIRIME N & D
B 2R IR O TEE (S L > TR FEMmER (TVL&VHP)
NHlEEZ S5 (Mitchell et al.
1998) LW O HELH D, I DI
TOHBDAZERTHIL, BER
WNEFIZHORN 5, —FH. IR
%%%%ngbfmémﬁﬁ pIES
TR MR CE U, ABR9IZ i
BROMRERRITZ 2 fr—L
TE, NAERET L MLE % B
S ERBEDITT D0 AIREN
18 45 55 DRI~ i H 23 ] &
o,

1 BHRSFAUEARIC L 293 7 v Ml TIK
M RO, HIRERE 86(3): 61-73, 1982 H b HAH
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3 VU aUBRIEARIZ L D~ U AR R O IRAE
Quantitation of Hemodynamic Function during Developmental Vascular Regression in the Mouse

Eye (Investigative Ophthalmology & Visual Science 46(7): 2231-2237, 2005) 7> b s

AATEENI = ANV T —DORZIC L > THERF SN TWD, ZXLF =D
GiatHo TWD a0, MIEICFEET OREFDON TV AR—F—Th 5D,
HEROEERREERZLE L UL TNV a—RPUSCE ) WVR VBB H D, T/ H
WARUEEE I NVRF T IVEE—COOH %= 1 > L S AHEEE T, HLEEC b k7
ENEFEND, FFEOMIIZE - T, EZEH OMIE TS FFERADRIL T T,
INaA—ZL 07 N AR ER KRB E 2D LTI MONTEFEET
b, HEKRAIED Z A6 AWITMERER (BB &FRIZE D 25D x))L
X—PEAERE o THL L TE 7, B IC L o THBRSOE L E VAL L D03,
IANBIER L TAREDED) TR, LI T Ml E77T 5 7 IS
DRBEFZRN TV AR—=F =L LTI NVa—RA T ZAFR—Z— (glucose
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transporter, GLUT) & & HI2E / VAR R N T AR —% — (monocarboxylate
transporter, MCT) ZH T TEW2AHH (K4) . GLUT 77 I U —[IBIAEE T
1A FEEOY T XA TREE SN TODIN HEINIZDNA R B —=2 7 X
72D GLUTL TH 5, GLUTL & 12 M E @R 7 /X7 BT C R & N R
DHIERNC & 0 | REIEHR OmEER E LT o T D, FRIAMKIZIR L
AT DM, RTINS N, MR E R, IGE O Rfa e e &
MR & AR DR Y TICHET 5 Z LIXEMOFEFE TH S (Takata et al. 1997) .

—H MCT1LIZ 4FEHH L MCT 77 IV —DOY 7 XA T D—>T, 12 [FIE
EaM o7 v o RARRIERIATH D, ZOFTIE, MCT1 P bIAWIEELE
7~7 (Iwanaga and Kishimoto 2015), F 72, MCT1 2% GLUTI1 & [A] UMHREALIC
BT D b BRTE,

[R&EZR NS> AR-4-]
* GLUT1 = glucose transporter 1
* MCT1= monocarboxylate transporter 1

X4 MENRKHTEZ2O0O0FERFEHRIN T AR—F—

MTIE, Zva—RAZE0iAte7= DIz, MEMEAM TH % &N IZ GLUTI
MBEEL TS, UL, FAEFINCR- Tk, Mo NEIZIZ MCT1 28 &
DER< HBLL T\ 5 (Vannuci et al. 2003) (¥ 5), ZAUTHAToMm iz E
ELTH MR HBREEICFET LI TS, 2 b, T
ICEEES ENAEMICH T S, o~ Z2D8E ., BEFLIZ 20 @ EXICET
T 5, MEMBEM, I 72 b MImENE TO MCT1 2>5 GLUT1 ~Ofii# T
FLATZ I Z %, MR O —F T 2 DT, MCTI #»5 GLUT1 ~O [Al£f
DBATHITONTWAZ T+ B TE 5, EZANEFE 1 ETHERD L HIT,
IR R CIB A S B A T3S 1) T GLUT1 & EICRB L T,



5 = U RXOMMENK TH GLUTI & MCTI1 OYfh
AR TIE GLUT1 258 < BET D 0ICxF L, HAET TiE MCT1 258 BHT 5,

%2 BT, M ERMEREICEY N~ 7y —VICER L, Z0O~7
1 77— X LYVE-1 (lymphatic vessel endothelial hyaluronan receptor-1) % ¥
9% (Zhengetal. 2010) , D\ T galectin-3 DEFE Gt 2 A, T ORE RN
BoNZ N ZOMENEE->T, T2 TH D galectin (T B HT7 7 F¥ K
A S o®;ML I F D THD, WA A BE METHET I S RAF
INTEBY, I5EHOY T XA TNbD, HFEENICIZTe M, AT H
FIKAERNZ 35 S hL, galectin-3 (ZZFDOHF THME—F A ZHRITFH YT 5, B9
ECTRFEMIERIGR E L TE 7 galectin-3 13 & F X F MRS EICRILT S
B, WIEMO L7 FURI 2 Xy EE LT 7 v X—Hilad & —H o~
7a 7y —VICHRBEN RN, EPER - FERER - JEMIE & Vo T3
FEOMERIC H 3BT 5 Z LR 5TW5 (Liu 2000, 2005; Dumic et al. 2006),
galectin-3 DFERBIZZIGIZ DT 208, FrET N ITMIREEE L MEKDONE~D 1
— VBT A5 ThHDH (Sato and Hughes 1992; Inohara et al. 1996;
Kuwabara and Liu 1996) , % O#EF, MERIZHEILT D galectin-3 A3 I PN 2 #ll i
OFEHZ T L THAE L, MENDORIETN~OHBEIZFHF LG T 52 LIk D,

AW CTIX, DO DL —E QRN BRI IR T 2 I & RICHER L,
ZORFREILMIRO —IREPA LT EZ EEEMIC, B1ETIE~ T AFER
DIROIMENFICHKRT H0EBZNT VAR—F —DORBEX LM L. F2
B CIIA AR SR O FLRRA L AR IS SO W CHFE 2 4T o 7=, ARAFZECTHW =
T BHIMEE D whole mount FEARTH V| WEMERORKGLZIEETE S
EWVVH) RTENLTWD, AR THWEZ 220 FikiX, FREIUEEZ 72X
BB L OB L L0 EHRE LT TH D, AETHW D HEEDRERR ORI
TT, B LM Z RN OBRE LTbDOTH D,
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AP BLXOHPTHEMNLIEKETILLTO LB TH 5,

AF angiogenic front

DAB diaminobenzidine

ECM extracellular matrix

GLUT-1 glucose transporter-1

LYVE-1  lymphatic vessel endothelial hyaluronan receptor-1
MCT-1 monocarboxylate transporter
PBS phosphate buffered saline

PM pupillary membrane

TVL tunica vasculosa lentis

VEGF vascular endothelial growth factor
VHP vasa hyaloidea propria



FB1E ~vURAFHAEFOMAIRIME &R MLE TogesRimLiR
(MCT1 & GLUT1) O%EkE=

. W#E

J]']l{ﬁzﬂl_l%'?]F”ﬂ BWTAREM 2 &E 285 i N, mhns 7o
~x%mbkﬁtbu7wn—x%7yxf~&~(mﬂnl%%ﬁ%é —
T, Ao mENEIZ GLUTL L0 b E 7 UL AR v kK
(monocarboxylate transporter-1: MCT-1) Z 5 < FEL L, AT X —jH L
LTINTIZHKRT DT P ARRHIRR EDE ) DNVR A PRICKE AKFT D

xR LTV 5 (Gerhart et al. 1997; Pellerin et al. 1998), FEES, F -k D
Hu’f}ﬁf/ﬂiﬁl%‘fnﬂf\ék TR URB X OB ORE IRAWE R IcE <, BERLE
IZIE T4 % (Vannuci and Simpson 2003), MCT1 (X MCT 7 7 X U —D A L/ /3—
DOHFTRHNZFEE SNV 7 XA 7T (Garcia et al. 1994), FLEE, 7 b K7
EOFE ) INKRUEE T v b (pH) OREERFEIGESFEREAR T ¥ £ /LT
& %  (Halestrap and Meredith 2004; Halestrap 2012, 2013), F{AR CTld. MEEAE
FRRMmAE NI E SN D X o IT, MEMEMEBEM o3 <X T2 GLUT1 &
MCTI1 Ol 57 Z %819 5 (Iwanaga and Kishimoto 2015),

FEEEBEDIR O MAE RIT, D HITIRIT T D0 IR ME R DA EZ R L T 5,
ARENIROTL T 2 FAREIRIZ, SRR Z B> THFHIOROFIZAD
LT 2 DD — R EKEKRIZE DS TED, HEREBIR) S EET 5%
HITKEEERZ I ICE L T, KEARIME B (tunica vasculosa lentis: TVL) & ZAk3
5«mmm%9Hmu%w TVL O ME IZHE D & 5 IZHEHRIZIEA Y Ik
ﬁi@fﬁﬁ’i’ IZBB I HTFRENROITALES T o3 2 Bl o i 4 ST o
N ofﬁ%%ﬁilﬁfrﬂ . [EAEFIRIME  (vasa hyaloidea propria: VHP)
%ﬁ/ﬁkﬂ“é VHP DD K ;’cﬁﬁ%’—ﬁiﬁ? EET TVL EWE9 %, VHP IXET7E
M 23 FZE L TWARWHEENEZ %% L —RIEOIE FIRZ BT 228, 7K
1.5 5% 0O H T IXTH IR O REH] 23 Fiz ) vy (Jack 1972; Hida 1982; Ito and Yoshioka
1999) . Z DRI % DIBAT & RIRF ISR E A O & 23RO 7Z L T< %

(Cairns 1959; Ashton 1968)

IROFE R DT & fH TR ML R O IBRTT ORI, M LENRDY 6 DO H)
WREZ 22 < 0 FGHIRIZIADN U | HEIE N JE 12 ik 2 IE AR T 2 K K80 72 & SR
ZREET A, MEME R TiX, BFEICK D MEHAE angiogenesis 73 F 725 ZERE
XEINTWVDN, [ﬁl%@ﬁ/ﬁk%ﬁiﬁﬂﬁ? JE % vasculogenesis DIFAE & "8 2 2 Hf
Ze#H B 5 (Saint-Geniez and D'Amore 2004; McLeod et al. 2012) , MMM & 1%
DRG 2 BT 572D whole mount FEARDIERINAEZICTE, MEFAE (F
TAENRETERL) OAFFEICE LTV D,

SR 87 1 i A8 ] B~ O DL A IR T 2720, # A MERE N
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AR I %62 S %  (Braekevelt and Hollenberg 1970; Townes-Anderson and
Raviola 1982), f- T, MIEMEBIM O X 5 124 528 BT RF RN 7o Wik 1R 2 0 32
9%, LonLano, WM mE# AR 1T % GLUT & MCT ORI
BAL TR RELTHEY, EREBR N T AR —F =M, BEFO
EORHNC ARG ) B A MOV TIE#MOEETH S, MO S H4
B39 D MFFEIE, M/ R ECE K7 (Fruttiger et al. 1996) <°IfiL 48 PN BZ Al el 8
JEIA T (Gerhardt et al. 2003) 72 EDOMEHER T, =a—w /7 U T7IZL 5
i (Fruttiger et al. 1996; Zhang and Stone 1997), %7 K~V > (Dorrell et al. 2002)
R E A 2 (Strasser et al. 2010) 72 EOHEER OB GICESRHTHNT
T,

bbb ORI N —TDOFEERICLY | FAELIHMOBMAENEZIZEB W
TIEGLUT1 &V b MCT1 2538 < BIT 5 L WO BHO T —F 2 £ R L7,
LU s, HAEFOIRTIIMNE (3587225 MCT1 & GLUT1 ORI AZ —
PR E iz, ABFSETIE, MCT1 3 KO GLUT1 O3B & IR o i 8 7 4E
ERHEO T 5 L E IS, v U AFEEEFEOIRICI T 2 M5 O TR R R
O NTT D,



2. EBRAE
2.1. B L EBER

4R ddY ~ 7 AL Japan SLC (Shizuoka, Japan) 2>HEEA L7z, ARBFZE T
E16.5 B L WNE18.5 DaF. A% 0~3, 5. 7. 9, 11, 13, 15, 20, 25 A DHiE
FBIOMEK~ AOIRKELMHEH L, WBEO~ L EX—LF F U 7 A

(Schering Plough Animal Health, the Netherlands) DEMENESICE D ~T 2%
RIS H T, IRERZFH L, pH 7.4 @ 0.1 M U U EEEERICISM LT- 4 %
paraformaldehyde #& # C 2~4 R [EE L7z, £ D% MEEI L OUKE K Z FEREAE
TE T CTIRER2N D 0B L7z, [EE S 7ok —#813 30% Y = 7 m— AR
4CT—BriRIE L, O.C.T. Compound (Sakura Finetek, Tokyo, Japan) (Z A4L, #&
REFZF CRBHEHME L, EX 12 pm O YR Z/ER L poly-L-lysine T=—
NL7EATA RZ T RIZHEY 1T 7=,

TRTOEYERIT [HLHFERFICB T 28 FZRICET 2f#) 12K oS0
TIThhi,

2.2. REABEFEREER

whole mount 35 X O T EEA % 0.3% Triton-X 100 AV 0.01 M U > Bk A= 21
B/ (phosphate-buffered saline: PBS) (Z{R{E L 7=, 1E# =/ G CHILHE
Lic, “HGERAODIZ, Thbaz v~ U 2 MCT1 Hifk (469-493
amino acids of mouse MCT1; Kaji et al. 2015) , /L&~ ML GLUTI1 HLik (460-492
amino acids of mouse GLUT1; Sakai et al. 2003) ., 7 v b~ 7 A CD31 Hifk (MEC
13.3, 1:900: BD Pharmingen, Tokyo, Japan) 725 2 D& 3N, —WB: (I H) *
721X 4 B (whole mount £EAM) A > F 2_X— |k L7z, PP RISIT Cy3
EEPTT v N ETITELE > b IgG (1: 400; Jackson ImmunoResearch, West Grove,
PA) 3 L O AlexaFluor 488 skt 7 H = IgG (1: 200; Invitrogen, Carlsbad, CA)
WX o T Lz, ERe L0 O %8212 SyTO13 (SYTOX,
Invitrogen) TxHItbgeta L7z, ea L7eH > 7% 7 U+ Y »/PBS TEHE AL,
ER L —Y —EEBEMEE (Fluoview; Olympus, Tokyo, Japan) T CHIZ L 7=, @J
R XET 5 50 d% BOS O Fe BTN ERER 2 & T ek O FNAICHE - THEFR S v7z,
MCT1 & LU GLUT1 JuiRIC & S bsid, 9 29U (=7 A MCTL 3B
LT GLUT1) TH S0 LOWIN Sl — kU Z W IZG B IS8 2ISHERT 5
Z BRI N,

2.3. EFHEMESREOL-OHOEI 04 MEIERE

JEX 10~14 pm OBEFEY %2 E5 v N < 30 i L, v 35
MCT1 Hitff (1 pg/ mL) & IRIZ—BeOs S8, HEV T 1 nm ehiF & LARE L
72X X 1gG & & & W 7= (1: 200; Nanoprobes, Yaphank, NY), iflxs
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>~ b (HQ Silver; Nanoprobes) % F\CERM58E%. Yl 2 Bik L. Epon (Z[E £
WY L7, BEUIRZ/EML, By 7 =1 L 7 = VERER D KEEIR T EY
L C#mE (H-7100; Hitachi, Tokyo, Japan) TH#IZ L 7=,

2.4, EEREFEFBMER

AN R E X —URREE T T, AR 7T HEO~ Y X% O, TR L 72 Lock
FABIRIZ AL IRIZ pH 7.4 D 0.1 M YV FRFEENR IZEAfR L 7= 2.5% glutaraldehyde
& 1.0% paraformaldehyde % & TpIRA K CHEDRIEE L 7o, HRERIS K OVKIMECE %
B L. A 1.5 mm OFARRIZHMIE U, 7 CEERIC—BRiRE Lz, EE LM
ik % 60°CTHI 18 7rffl, 6N NaOH Tiz4k & (Takahashi-Iwanaga and Fujita,
1986). 0.02M U UEFEEHR (pH7.3) HTH T ANy haWTT &, &
RDITER I Uz, ettt 3BHZ 0.1 M U VR (pH 7.3) TR L 72 1%
=g, WY R (0.1 M, pH 7.2) THEME L 7= 1% 050412 1 FERER
EL, AAITLRE LB Z BIEIC =2 ) = ThiK%, Bk V7T
VTR LRAR I bR 38 CRR A RO UTe, Wl L72iBHE 7 7 A~ A4 A 2
7 In 22— % — (Nippon Laser and Electronics Laboratory, Nagoya, Japan) T4 & =
—7 4 > 7 L,SU8010 #=# % % (Hitachi, Tokyo, Japan) % F\» CTHI#HFEE 5 kV
THIE LT,
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3. EE#HER
3.1. BFHAMLER

IRERDFE WA T, IRICHEEA O TR M R XA RN T 2 FEO IS %,
ThbbEAMFARMLE (VHP) &KEEMLER (TVL) 24 L5, HiEFO
iR whole mount 2 A %  ME WK~ — N —Tdh 5 CD31 (25T B HiEZ VT
Bt 9% &, VHP I FIRICIEN 2 1MEM (¥ 6a) THDHZ Enbnb, VHP
AV L%, M ERENRIZK SR > T EO RO E £ - <2
NLIMEREZEKT S (K 6b @ TVL), HAER i b IE R OIRIT & FIKFIC,
H 2T 2 3 i AN AR FI AR s B e 2 0 MR N 2 OV C L [ D KA
2ifER (K 6b ORBEDOMAE) ZHET L5, ZNOD0BIT T otEHE v
BHR S 8 X OV R ARE O E A BB C R BB IS X 5 BT ROR R &
£ < —# L7 (Cairns 1959; Hollenberg and Dickson 1971; Hida 1982; Ito and
Yoshioka 1999) .

7 (E16.5,E18.5) BXOHAETIZBITS VHP B X O TVL O MW 2 I3AR
BHWIZ GLUTI OREEEE /R L7z (K 6b,c), £#% 3 HEOHAETHOIERL
AR A 2824 %5 &, GLUTL & CD31 —HEEMEd VHP & TVL 23 ElEE
FOUKEIRICITHE L T L TWAZ RN b5 (X 7)., VHP O UL ER L 45k
WD T BB /e a — 2 272 8508, U ICHROETE R L, B
SIS LT (X 8a), VHP DIME ITHEENOEMMAE LV 2 f51% &K
72, VHP [ZI2EICH7 VU GLUTI 2B L TWah, AEd MCT1 BER
2% GLUT1/CD31 BEfE o ifn 4 N R IZIRAE L Tz (X1 8), MCT1 ZEL#l Az l: VHP
OFEDE (DF 0 FHE) I8N TE BWEETHELLE, Z0%E, N
HIKIE GLUTL 7> MCT1 OB 60— DR EFRB L, TV A 7RO 72
BB H—ER LT (K 8b),

12



6 GLUTI B X UCD31 THREY@ L=4% 2 B B OMIEO whole mount FEA

VHP OV FK >y hT—7 R ZEHPEAIW TS (a), MEEF.LHOIKEEZE 6b B LW elzrnd, #H
PR JE B IZ & 5 i E R O IMEREIL CD31 HUR TOARL PEEIN TS, VHP FL2RICHZ-T
GLUT1 iRt Th 5, 23—:500 pm (a), 200 um (b, c)

GLUT1-

7 % 3 BEHOHETIREROMEY oz i

Yuth,

VHP & TVL i GLUT1 & CD31 O 7 % 3L L | TVL
#Ho x5, VHP & TVL o FixZzhEh @
B & KR ARIZIEEE LT 5, BRI %
U5 CD31 B DR EME 2773, /3—:200 um

8 %3 AH®VHP ® MCTI1 & CD31 ® — &Y
8b 1K 8a DILKKTH D, HHOFITFAOICRE 2 205D MCTI ZEMAEA CD31 BIED mEWN
FICIRIEL CTW5D, 73—:200 um (a), 100 um (b)

13



TVL ® % & VHP & [Al U < FARIZ GLUT1 ORE KIS EMETH - 72, K
miRZ BN D RS &, GLUTI BBt TVL 1% CD31 ik Chta SN 5 Mg &
RN T 2% 2Fy NV =T 2R LTz (K 9a, b), 22 THAHD
MCT1 Z¢HMBEAKSEAROZEm (K 10) BXOMlm (FEm) (K 11) o
GLUT1/CD31 Bt 0 W R ICIRAE L T2, TVL O ML IR I & - TKEE
DORIEZEHIEICBIBV, £ 2 TIEMBROES (K 12 OKE)) 23R L TVt
—Hollenberg and Dickson (1971) 23f5#% L 72 EL###J 72 capsulo-pupillary network
IZHY% 35, ZNo0H 5 DIKBEROFIEZ I 5 MEMETH 5 EALBED
M4 (X 12 ® PM) W& LT e, BEALIE O A& 13 AR ITIRIT LI 503,
A% 2~9 HCTIEENM LIX LXK T KR & L CMCTI CTix72 < GLUTI
ERIL T\, LR T, M RILERIZZEDOL2E T GLUTI 23813 50
2% L, MR X OVM I AE NI H 12 MCT1 2388145 (i) Z Lz b,

14



K9 TVL % GLUTI1 & CD31 Hiik TG L 72 Kb IR D 1% 1 X
S L7 TVL D% v b U — 271 38RICb> T GLUTI %31 L TW\5, /3—:200 um

& 10 MCTI1 & CD31 ik CHm X vz TVL DK
ZIZTHRIEY., DHO MCT1 BEAENKEEZEZBE 5 CD31 BHEOIMEIZE T A 7 RITHLE

4%, /3—:100 pm

2EECL GLUTI %# %84 2% TVL IR H CEAFIc ik
GLUTI1 351 O 2 MCT1 PR Gekta) 0 KRR ORS] () o, — o Rk 1T AL

PHBARAEL T2, /371200 pm BE(PM) OV ICBERET B, /S — : 200 pm

15



3.2 ZEHOMEMER

Vﬁxfliéﬁé (AR FLEA ) © MR [E A O 4 O Fi2E angiogenesis M3 1A &
D MURIEY 70 R 2RI K D BT A DS LSRR T 5, CD31 Huik T S vz i
(=3 EIEW ﬂ%ﬁji%@@f:&m A% 3 BHHE TIE MCTI I d GLUTL HuiRIZ & I
S L7pinoTz (¥ 6b), £ 5 HEIZZ: D & MCT1 ORI RARFEFLEA A D
MR A B AL REIZ MCT1 25813 5 B IL > T, 2FE Y CD31
PUATHEE S 405 ME DS FLETE 2 H IR IZ R L MCT1 2Bl 25 L 512720,
7 H BIZ1E MCT1 B oo i & M8 23 I o TR W PRI 78 D 7z (X 13a, b)),

MR R ENR & 2 O BRI GRHF 1L 6 2DF) OWEIIZAE®Z 7T HBED
FFARTH GLUTL & MCT1 OW TR HFHL L TWedro 7, L7223 > T, GLUTI
BELO MCT1 TYEA LTEARTENRRZRZ /T2 L IINETH 72 (K
13a), ®AYIC, #kIB K OEMME 1T MCT1 ZRBL L T\ (X 13a),

MCT1 & CD31 @ " EHRE Gt L7 fEAR T VHP 285379 5 & | S FFRAIC
N7 U AR—2—ORB 2 RTMEFEOEEBGEN LV ARSI (X
13b), HIEL>oH B I K E CTld, filopodia %1 % 7= L AR 2 B B 1235
B D ENTED (X 13a D AF: angiogenic front), CD31 Hii&iZ k- THA
L& N7 Z OFIFEELIE MCT1 & GLUTI 2 -7 BB Lo 7-, HAEH
OB ILIAD G E - 725 3F1T 9 B H £ TICHBEOIZIZRIKICIEN 72, £
@Tﬁ RN BMMAERIZRA L (MCT1 28T 25X212720), TRHIEFK

FIZEIR—F MM E 5k E W I REERLE RS DL I 5, MCTL Btk
BRI AE M X8 — s AT 2 MEMEER L (X 14), =2 TIERHE
fEI TR 5 5 ALY 72 filopodia IZBIZE S NLe o7, F3F Eiﬁk)ﬂzzﬁ%fﬁi[ﬁl

BRI Z LE 4 Pitulescu & (2010) 12 & » TF K& S 4172 angiogenic front & central
plexus {ZAH¥49" 5, central plexus /% remodeling plexus & FE(EXiL 5 & D & [Rl—T
& % (Gerhardt et al. 2003), EHIMEMITHIROE O ICIEFICE TH o720, B
AR < 1TEZ U< | BEIRJE BHIZ I3 BMI ML 0D 72 W FEIIG periarterial capillary-free
zone N L. u7= (1K 13b),

R FERE T 4 T A NOTFERG THDHT A I OREYAAIC
JE B D o3 A i~ Te & 2 A iR T o B LA 13 BT A2 Vs angiogenic
front ClX, 7 A I UEMEOE EMARIZE £ Tz (Adams and Alitalo 2007)

(B4 15a) , BEFOMEIZIW T, JH ML MCT1 B4 @ central plexus T $
MEIZE V> Tz (K 15b), L7z - T, JEEHIZNEE O R 2B
5P MESEKICHEL TS EE XD,

REEDOBMME 2B D GLUTI ORERSITA% 11 B LA Q@R
raIZHE L, E% 20 H BIZIZMCT1 ORISR UREIZ/R o7, S HIC
A% 25 H BICIZBMME I L O#RIR T GLUT1 O 5% Kt 2s MCT1 O Z 41 X
DHR Role, DED ., REMOBBKKNIZ -T2 202 D,
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13 4% 7 H B #8IE whole mount FEA D —H YL

MCTI ¥ £ O GLUTI Hiufk TRt L7 Ml s o 2% (a), SAFREFLEED O BEHRITIHTNS 6 RO F:
Ik (V) & EBMIMERIT MCTLIZREBIETH 225, Bk (A) ZRBETH L0 22 TIER AR, TVL
DOHIL GLUTL UKD ARIZKIE LT3, b MO MM &L 2 >0 R 585y, 97055 angiogenic
front (AF) & central plexus (CL) (24317 B2, AiE 1L CD31IZxt L COARERIGZ 2R L, £E 1L MCT1
PURICHB L ST 5, ¢: CD31 JiiA CHRIHML & 7= filopodia (4KHD) % b DR IFLMOILKRK, Zhn
MEFHEOKEMRICE 25, »S—:200 um  (a,b), 50 um (c)

o N ‘.. & | °
14 MCTI1 & CD31 HU{R THE G L 7 M & o 55K X
FR (V) CEIAR (A) I central plexus (CL) %779, BMME I L OFFIRIZ MCT1 IZB L THE K

JISEETH D (K a), BMMEDILRK (Kb, ¢ T, MEEOMICOTIREESBESND, N—:

50 um (a), 20 um (b, c)
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desmin-

15 F A& CD31 O “HYE

HZEMEEL (angiogenic front; [X] a) & BB L 72 EMME (central plexus; X b) TOT A I UGk
DJE RO AT 2w d . G (k@) 1RHFIE & RAME O 7L Th D23, O
ke (RED ICEBIR L TWRYY, 23— 1 50 um

MCT1-

16 A% 5 HH OMILE
MCT1 & GLUTI ik T _ERE L Th D, MENENLMOER (OFRZER) BZHTWS,

/N— 120 pm

17 Bk <co, OFREEOEBEG (L% 7 H)
EREHBETIE, Z<ORVOTIREEDNHAEPSMTTND (K a), &30 FEEEE
HETE (K b), SR AANEMIEN SRS OIRZER (KA OXRRIZHHE LTS, NI,

/8= 1 um
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3.3. MCT1 ZRBETHIHREICESni-UIFKER

BERTEZ T FEOMEMEZBLET L, EENmOT < TIZH D MCTI
Btk B IS BV TCEHDOBMM TREWREENHR SN (K 14), Thb0
ERII—EDOR S Z- L, £80% 0.5 um £ & A < . BIERO 303 7 5 72z s
S Te, XREYIZ, MAE FERIZ A B D filopodia [LAR IT D stalk HifE D> & ST A
720, Bohhd M E b o2 ENL RN AHAITH-72 (K 13¢),
TS ORISR X BMIME O REICH > T, B E 2 IZ/NT NV —7THRAEL,
RPN —TE O 5 FE TR B O MBI LA > TV e, 2B 08T, WEMN
O OfEA 72228 (Z 2 TIEONFIRZEE & FE5) (X, angiogenic front (25 5415
filopodia & IFETE LT LA, HEMIBROWINEIZETNWD EEX5H, MCTI
BRI DR FEEOOFIRZER 2 & 273, MCT1 o #jkic iz o ke
EITBlE SN oTe (M 14a), ONPIRZEEIIRALFH (% 5~11 BH) (I
BMEBENE—7ICE L, TROIEAER 15 BBIQEED L, 20 HEIZIZZ
E A ETER LTz, REED MCTI1 Btk o0 ONF IR ZEEE VX R RES o0 i oo B i & 12 3
WTHR N (X 16, 17),

ONMPIREEDON RGBT 52 L2 HMIC T U 7 & B ISk 3 5
& EHITECM i bBRE L7ot% A% 7 B B OMIENE O FM &8 2 A E
BT CHEZE L (K 18), ONFIRZEE IF AN N ORI 27 > THlt L
TRV, REEBIEFOFTRE L TV 5D, WELLMOD ONTIRZERE DK
S1X02~0.5um OFEFTH Y | ETHITEIIPNTEHHDOEH -7, OTIRZE
L D I A3 1E N BB DB 43 22 AR TN L, % 0 1350 A 5 JES i oD R o fiE ek
INHAE T Tz,
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X 18 4% 7 A HOMBEICEKT 2 BMILE O EEBHEE
A~ bY v 7 ZFT AR VREKICE > T BRICKRESL, AEMROEZEAELLTWD, W
i (B) oARHHE L OONTIRELZASHOIZLTWD, 2S—:10um (a), 1um (b)
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4, B

YR R IE, FEEERRE CREEA O MEXMBEET 20 & ANED D ITR
T35 &0 R AE & D, RBFETIIHA T~ 7 A OIR % kb rois gy
B L RIS RO MENE CIEPAIZK L GLUT1 23R < BH L TWAH Z &
ZRHELE, — ., EECMEHETCIOENKIZBWT MCTI BRAT—U8
F OB R BRI BL L7, 7725, angiogenic front O HiZFE % O M Tl
MCT1 & GLUT1 @ EH 5 L3883, central plexus O A EM M & HIRIX
MCTI1 Z3EL L T\ o, MEIME OFRREFR N T AR —F —1IW & FERIC,
BEFL% 12 MCT1 5 GLUTIL (IZBAT L7-, F72BloR M E LT, Mo MCTI
BT D MENEIZIX, BIFME ITFA O filopodia & 1T F 722 BV ONTIKSE
EnElgsin,

4.1. GLUT1 2H|[I HHEFHROLE R

i ARENRE SR D VHP 1X, AWICWIE T 5% < Ofa LI IR A
DRy NT—=7 ZKT D, HTEREBIRKIZET, Lo Xo%imEs L O % ¥
BOBRMEMENS725 TVL KT 5, v U AD VHP B XU TVL L, EIT
NEHILO T R F— A2 L VD (Mitchell et al. 1998; Taniguchi et al. 1999) . 4%
6 HLURRIZIRITZ BT 5 & Wit TV 5 (Ito and Yoshioka 1999), # & kL
¥ W TEARIFSEIE MCT1 & 58813 5 MM B 18 35 K OVFRR & 136 BRI
VHP & TVL O &N EZREAEI S GLUTI 28T 52 L 2L LT,
Z ORI & 1X 72 %D GLUT1 ORI 72 38 B UL iE IR 8 R 08— RERY 72
METHD I EERITRHERREELZ L OMERTH D Z EICERNT S EEbR
5o
VHP 3 X O TVL [ZEBMMERD B G 230, EAEEBEBIZZIZES<
MR TIE TVL 1T EOEMIME 2 /R &, KRS OMIKIRE palisade-like
vasculature |ZE D F THEIIROFFMEEZRFFTDHEEZ LN TV D (Strek et al.
1993), ZDOF X IIAMIE CHER S N7 X 512, VHP B X O TVL O & 13 e
OB 2B LV HIEANCKRERREEDEVIHEEITL->TH
FF X115 (Hida 1982; Strek et al. 1993), ¥ 7=. Saint-Geniez and D'Amore (2004)
LI RTCOWFERMERN Y A 7L L TUIERR CTH D EEZTVDH, Ll
NG, MofFZEE T TVL BN~ 7 XA TIEEBEMME (Mitchell et al. 1998)
(Braekevelt and Hollenberg 1970) , 7 > b Tl TR/ 1F B M2 F 72 (38 KAl
faz t oFrk) (Latker and Kuwabara 1981) & L TWAZ &/, TVLEB LW
VHP Z KT 2 M O FEIX~— I —WEEZH VTSR 9IPLETH S,
BLERZEVZ & 12, MCT1 28814 2 N MR, 725 GLUTI #BiAta & 17
fEL CWiz, GLUTI/MCT1 OFH A 7 XF = OEZRIIAHTH D0, IRERD
MA& B 2E TlX GLUT1 & MCT1 O3B L )L TREEICTHRE I N TWD &
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W2 D, ZDEDIRIEBINE — NIREF OO MENEIZITR N7,

4.2, MEEMERBKICEITS NCTI OELFEMNRIR

IR ML A R S AR IR 2 IZIBRIT T 25— 5T, MENETORBIT ITH LW
MEMEAEL D, v~V AOHE AR 10 B £ TS, BrAd g 23 Mo Rt
HEREN 2 R FLEA D B JERIZ > THE L, DX m & 24 2 CTEE SN
WZRER LA JE (2 Bl T 2 G M8 /8 2 #5559 5 (Dorrell et al. 2002; Gerhardt
et al. 2003), ML whole mount HEARZ AL IZ/EK TE 5D T (Pitulescu et al.
2010), EHIB X OWHBMEFTAEOHRIZHE L T D, EHIC, Honimmis
O MEFEIRKMIELZENTELRTHNRMEITH D (Gariano and
Gardner 2005)

FoWEOFA T Z AN ZE LT, e RERIC, Mo B/ E N L
THEAY TIL GLUTI LY MCTI OFBERRNZ ERHRESNLTVD

(Bergersen et al. 1999; Chidlow et al. 2005), AAMf5Ei%. whole mount £EA % fif 5
Z LIk o T, BrAETHEOEBMME LY TREIRTH MCTI OFBLHME
MChHHZErEmR U, BEDOMBIZE TS MCT1 OEM 225 BLL, BTV
DI TV A L 91T (Vannuci and Simpson 2003) . ik ' Z i8R 3 5 REFLH K D E
S HIVIRUBEERY 27 Th A 9, central plexus T MCTI1 28 £ Y 58 < 8 EL
LTV R Tk, IMEREOBMIME &[5 Th S5, MCT1 725 GLUTI ~DFEH
DOBATITHIE T H RREICEERL B ICE Z > T2, L L7 6, Ml & 54
(2B T %5 MCTI/GLUT1 DOEALRFRAIZRFEIUC O TII I E THIMDB 20 -
7oo AFFEIX MCT1 & GLUT1 O 3EBLIZH-S T angigenic front % central plexus
MOBRXRHITHZENTE, DFE D, FHF D angiogenic front £ GLUT1 &
MCT1 % & HIZHBL L 72 > 723, central plexus (remodeling plexus & H VY 9)
[T MCT1 %3 L Tz, 72, #IROEIRICIE, @& # £+ Tk GLUTI1 &
MCT1 O EH 5 DRI LFEO L ieinoTz,

4.3, MARF L VKO NCTI FEMERNERN LSBT OIFIRER

AEREE A B 2R O FR T, ML OISR IZIXF T filopodia Mo > TV 5

(Dorrell et al. 2002; Gerhardt et al. 2003; Strasser et al. 2010), ASHFZE D B 725
RO E DT, MCT1 DR I OEEBBBZEICL > THLNISH
7. central plexus @ EMMME DS DOODEE O NIREL THDH, MCT1 O
BT L EREBEWBRICL > T, vV AFHEFOMITBNTHFE CHEED
IR &R Lo, ONPIRZEE TR FHREWITIN A T, EEFME BRI
T tip ffE D 5 DD filopodia & IZMCT1I ORBELOF D HTH > Tz,
ONTIRZEE O EFRIIMTEA 9 D,

HAMEN DK & ML MM O Uik ET 2 &, v U ADGEETERK 7 H
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H25 9 HHORBIC, A& IEE-EmE S FEESIIC > TRET S
(Dorrell et al. 2002; Gerhardt et al. 2003) ., Z O & &M H O A ME D315 fE
EMEBR L, 7 N TIEHREIZA LD MERENE% 15 BHE1T 16

aa%%**&%m& (Cairns 1959; Ashton 1968), MCT1 % FHL 3 5 ONF IR 2
EIX, ~ 7 A TIHAERZ 15 HEIZIEFELI B LT, OVHIRZEE XM o &
WHIEFEINDIHETOMEDOHF L METH Y, WAIMDOF e X —5F
TZBE T A REME N H D, HDHWIE, MEREOH -2 EE£R LTV D)
HLALe,

WEAE N BRI X M I A B A TP s & 2 B BRI L Rk o . U
U TR EBEREICEET 5 Z &I B AL TW % (Holash and Stewart 1993; Dorrell
et al. 2002; Gerhardt et al. 2003), =& & 72 2 EUIRIBAH AL 2315 56 72 b 12 1 » T
A LT Z RATIICHE L CW D AR H 5208, 2RBMEO &0 ki
ANZTERE S 7= MBS 81X 7= O %A E RIZEERT 95 & Wi D (Gerhardt et
al. 2003), fit > T, TR AF—HHEIR & L CoERBHE DRSS 13k L7z,
o LA MCT1 Z%BL7 2 OMPIREENILEE O Y Z AITFEMAYIZ B 5 AT HetE
x+oicdh s, 5%, Hamﬁl BFAEICEIT D MCT1 BXOE / BVAR CEED B
H %2 5 ‘5‘571 ZiE, MCT1 (x5 2 BHEASLHUA Z W\ 7z in vivo D52
RN MLETH D,

fhEam e LT, AR EHOROME R IZB W T GLUTI 3 X MCT1 @
BEEoH 5, Lo LIHET I RIAFXEZHO N Lz, Mo mEIC/ETE
LA EMBEME RIZFRAE ORGP R onT, IREKB L OO E @S5

MR ZEHL VX, filopodia & IXR AL MEFHAEDOH - RFHEERL TWDHE L
LA
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525 MR DM E R O R L S RO RF

1. #&

AR (VHP) &KERIMENR (TVL) 2672 2 i A8 4 R 1358
EROKBERIZREZ G 2, W FREZHERFT 270 —FRICEE I D E
R THD, WHERMNERITIY T ZADEGE, KA 105 B ZA0 60D, h4E
13.5 B2 % (Smith et al. 2002), vV A TIFAEHZE H 722 < VHP & TVL
DR Z IR, £ 16 HZAETIZERICHEL, vk A b L 91T
ME[E A O I & 232 LT < % (Ito and Yoshioka 1999; Brown et al. 2005) ., fi§—+
R R OWHEIBIZIME NEZRE MO T R F—Y AL ->TERZIY, b
DI~ a7 7 —UNEET L2 ERMBL TS (Jack 1972; Mitchell et
al. 1998; Taniguchi et al. 1999), % OFHEIEMEIL 0 STV 2R WA I
& LTT AR b —v 2R F O FEBLH 7R VEGF ITRFE S 5 8 R K+
B oAWD& IR ERHE STV S (Saint-Geniez and D’Amore
2004; Hegde and Srivastava 2017),

k9% VHP Offfic~ru 7y —URERETLZ L3I mbonTng

(Ito and Yoshioka 1999; Taniguchi et al. 1999), BBHIC X 2B TlX, 7R Fh—
ZBOMEW 2~ 2707 7 —VREARTLHHTFHREN TS (Taniguchi et
al. 1999), &b, v/ u 77—V REYVRALZHWIMEIZL->T, v/ 1
77— VB RIE ROWEIROEIC, HELREE ZH S TWD Z LR LN
IZ& 7 (Lang and Bishop 1993),

LYVE-1 iZe 7 vn v iike LTRSS ThoR, —Ho~rn
77y —=VICHREEANR LIS (Zhengetal. 2014) . Zhang ©H (2010) 1 LYVE-1
PR Z AW THREGREEZITWV LYVE-1 DO~ 27 v 7 7 — 2 LR E R O
BRI ERR 2B 520 Lz, LYVE-1 1%, Bloe 7 o v BSRETH D
CD44 L& FoOMIEENRH D, CD44 X AIMER, BRI, X512 2AAM
faze BITIRS BB R 6NH 2 "7 FTh D (Lesleyetal. 1994)  fiFF A,
BEROHBE~Y I 07 7 —VORKREZRDL O, RKUFEO IR L L Th
D~vr7a7y—YD~v—H—Tdh?s galectin-3 ZFFfE(Z L T (Sato and Hughes
1994; Liu et al. 1995; Sano et al. 2003) . ~ 7 2L+ DR D whole mount £ A %
T AL Y L=, £ L C. galectin-3 FEAML DO B2 FLEITK SN
776

galectin [ZEVWMEL 7 F Lo O—FT, HAWEEDOB AT Z7 7 M REadik L.,
faaopft « i « TR P =T R LW ook a2 RAEMBRICEE L TWD 2 & AV
H3LTW 5 (Yangetal. 2008) . galectin-3 (X 15 FEH DT VI F OV T 4 A
TO—DT, ME—F AR INACSARE D, WIEED L7 F 8
ZURNTBEELTHIRRSY 707 7=V DR LT | AFHER - AFBRER « E T A
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Ja W o 7= HBFEOMmERIZ H 3B L T\ %  (Liu 2000, 2005; Dumic et al. 2006) .
galectin-3 (X ECHIILE IZAFET D08, ¥ 7 FIVEHIROBEE G K A A > % R\ T
WD 72 D FEIRI YRR K 2 4 L CRfRAMICliE S 415 &5 2 B 45 (Hughes 1999;
Dumic et al. 2006) ., FAEFLD galectin-3 |[THIfRRE O AV TFEICHES L. £ D
fEH 7R h—3 & (Suzuki et al. 2008; Zhuo et al. 2008) <CHifu$z3E (Sato and
Hughes 1992; Inohara et al. 1996; Kuwabara and Liu 1996) [ZftFE SN s 3 F & F
RRERE A AT D, [EH T NE X, galectin-3 1X NG2 =2 N A F U Hilg 7 1
T A7V J1R°7 2 = (Kuwabara and Liu 1996; Hughes 2001) . > 7 7 U »

(Ochieng et al. 1998; Fukushi et al. 2004) 72 EOffast~ U » 27 2 (ECM) &
BEEEIED | Mild—ECM M OEFICHERELE 2O & THD, MEFITE
I7 % galectin-3 O ALY E L OYRBL I E R IX, AR AL & & B A I B0 S
N5, ~ 7 ADMBIETT /BT galectin-3 Z 38145 [ ML BRI FIREE (2 AF
BFL, HEERND ZEBEA~ORI L~V RFTCHEMNT 2% L5 (DeRoo et al.
2017)

92 EOAFFETIE. galectin-3 HifAZ W TH A~ 7 2D IRIME & Yt
L& Z A, LYVE-1 GtED~ 27 m 7 7 — 1% galectin-3 388 L2 o 72723,
iR OB ENIC galectin-3 B MM N EFE L TW D Z L2 DWW, —F,
[FAE O E A O MENIITIZEAER BN o T, RIFFEITR 1K
1% N @ galectin-3 B MEMIE O FARRAL MR 28 A U, A IR I R OTHIRIZ
BUFOEGER~LZ 2 HME LT,
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2. EBRAE
2.1. B L EBER

iz ddY ~ 7 A & CD1 ~ 7 A% Japan SLC (Shizuoka, Japan) & Charles River
Laboratories (Yokohama, Japan) 76 4L E LA Lo, AWFIETIX, ~ 7 X E17.5
DO+ & Day 1, 3,5, 7, 9, 15, 20 OFAFOIRKAZHEH L7z, CD1 RO
galectin-3 R~ 7 Z DEEIZHSWTIE, T TIZHEHE A TH 2D (Hsu et al. 2000)
REP~T ADYTTAEH 9, 15,20 BIZEHRE L7z, ~ 7 A FTEED R hX
JLE X —)LF kU 7. (Schering Plough Animal Health, the Netherlands) o iz
WNIESHZ X 0 LS 7o, IRERBELHEH L, U U BREEKR (pH 7.4) 1TE
fi# L 7= 4 % paraformaldehyde & C 2~4 FFE[E T L7z, MEIXEAREKEE F T4
T EIAVIA 2 AV TR L, AKEIRIZIRER2N B H D 72 L 7=,

TRTOHYERIL THLHERFICE T 28 ERICEET 2HEH 12K S0
TiThhi,

2.2. REEBIEFEREE

Yo 7% 0.3% Triton-X100 A D D 0.01 M U > g A BRI K (PBS) (2
RIELTCHE, HT7 AR MUVICANTIER a3 MjE TR L7z, LTFD 2 £
(X 3FOPURDIR G 2 T3 BRI S E72 M L7ZHiR I T oo,

Y XPL~ 7 R galectin-3 Hi{K (AF1197; R&D Systems, Minneapolis, MN), 7
X Hr~ 7 A LYVE-1 U1K (11-034; AngioBio, Del Mar, CA). 7 ¥ ¥ §i
myeloperoxidase FL{& (PA5-16672; ThermoFisher Scientific, Rockford, IL), ¥ ¥#1
~ 7 A cathepsin D Hif& (AF1029; R&D Systems)., 7 > hHi~ 7 A F4/80 ik
(BMS; BioLegend, San Diego, CA), 7 » h~#$i integrin 1 (CD29) Hifk (MAB2405;
R&D Systems), 7 % F$T laminin HL{K (ab11575; abcam, Cambridge, UK), 7 ¥
L NG2 chondroitin sulfate proteoglycan #L & (AB5320; Millipore/Chemicon
International, Temecula, CA), 7 % F 4§ type IV collagen HL{A (ab19808; abcam),
7 v M~ A/t b CD44 ik (IM7; affymetrix/ThermoFisher Scientific), 7
Nt Ly-6G/Ly-6C $LfK (RB6-8C5; Novus Biologicals, Littleton, CO), 7 v Nt
CD68 #Hiifk (FA-11; affymetrix), 7 v hHi~ 7 /& b CDIlb Hifk (M1/70;
BioLegend), 7 v hHi~ ™ A CD31 $iifk (MEC 13.3; BD Pharmingen, Franklin
Lakes, NJ)., 7% XH. MCT1 Hii&k (MCTI1-Rb-Af900; Frontier Institute, Ishikari,
Japan), E/LE v ML GLUTI $iik (GLUTI1-GP-Af610; Frontier Institute).

PURPUARLOSIE Cy3 Bk LY & - H17 » b - HLU ¥ 1gG Hik, Cys5 1%
W NgL7 v b IgG HLiK (Jackson ImmunoResearch, West Grove, PA), 72\ L
Alexa Fluor 488 k= NH17 v F - 1o ¥ F - FLEALE v b [gG HLiR
(Invitrogen/ThermoFisher Scientific)Z FV T 6 BRI ST 2 2 & THRHE L7z, %
BERZT VY /PBS THAL, EEA L —F—EERBEKEE (Fluoview
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FV300; Olympus, Tokyo, Japan) F C#IZ2 L7, Y5 O GPE G O FEEME TN
B E F RO FINRICHE > THER LT,

RIME D 27 —EBRIEZEZHRMET 22D, MiktE  001%
3,3’-diaminobenzidine (DAB)& 0.001% H,02 & ¢ 0.05 M Tris-HCl /X v 7 7 —
(pH7.6)TA »F a2~X— K LT,

galectin-3 BE A AE O FHERIFEM TlL, 2 EH o HAIZ-2% 600x800 um
DFTp 572 5 DODOMEIKZ TAEA 2RO, 100 fHd LYVE-1 B33 5
galectin-3 [HMEMIROKEZ R E Lz, T — X1, VHHEAERRZE (SEM) & LT
FINT, BEZ L OEFHILEIX, GraphPad Prism 6 ¥ 7 k7 =7 (GraphPad
Software Inc., San Diego, CA, USA) % I\ 7= Tukey D2 & LR IC L 5 —Johd
BT (ANOVA) IZX > TRl L7z, 777 7 OfEIZFHLSEM # % L, P<
005 ITHETHDL LA LI,

2.3. EFHEMEOEI 04 MRIERK

[ E S ALk o —F &2 30% 2 3 BERIRIC 4C T BERE L. O.CT
Compound (Sakura Finetek, Tokyo, Japan) (Z AL, WRIRZEHEH LU L7,
JE X 12 pm O EFEYI /% poly-L-lysine T2 — K L7ZA T A R7F7 A LiC#iE Tz,
B Z& IE & v N fYE T 30 0 FRTLEE L, ¥ F$t galectin-3 HLik (1 pg/mL) & —
e S, HEV T 1 nm D4R+ (1 pg/mL) & HAREES L2 7 ¥ FH v ¥ IgG
& SOt 72 (200 %757 ; Nanoprobes, Yaphank, NY), T @ »~ b (HQ Silver;
Nanoprobes) Z W\ TEREM% , U 24 A I U A CTHIEE L., BAK#%. Epon
WCESEOME L, B AR L FERY T =V & 7 o U O KB T
BmYefs L CE M. (H-7100; Hitachi, Tokyo, Japan) TH#IZ L 7=,
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3. %%ﬁﬁﬁ%
. BFAMERNICERET S galectin—S B& 14 #E A

Zhang 5(2010) BHE L TWD LI BT EHETOFEAM - AME (VHP)
B ELOKEEMEREE (TVL) mﬁr’%l 2. MIBEREAHAIZRE D LYVE-1
BEtERIIR N E E > T (X 19), Enbid~r v 7 7y —VORENR~—D
—Td D F4/80 bifk (K 20a) BL QU VYV —L00fiEEF D 1 D TH 5 cathepsin
D ik (X 20b) 1TtV , ~/n 77—V THDHI LB RBLT, _zh
51X VHP & TVL OMEBEZI » THofi L7122y, i RIS O 72 O EIR IS
SHIELZD->7= (K 20c), ~7 17 7—1% VHP DILE R DITFEIC ﬁ g2 X
v, MEICEML VWD L9 Tho7e (X 20b), HEREWZ LI, 1T 2
V2747 A2 MIWkDR2 D X 512 LYVE-1 BBEfgichbLoE, T b
ZMEICESEE LT (K20d), £% 5 BHEB LU 7 HHTIX, galectin-3
DOFPZEMEIL VHP / TVL [ N O/ & < ALWHTIIZ O 2388 B A7 A3, LY VE-1
SO MmEN~ 7 a7 7 — I3 BlE S (K 21a, b), VHP 8L O
TVL (X, GLUTI HUATHEMICHRIET 52N TE L2 LIFE R TR
(Kishimoto et al. 2016) , GLUTI 5D ML 13248 D galectin-3 [EtERIIE %2 &4
LTz, GLUTI &M oMiE A oI E NIZiE galectin-3 B PEMARIZIZ & A
CTHEELTWEno (K 21c),

K19 #HAET~7 AMEIED LYVE-1 & CD31 d %y jufs
KOHNEEZ S O RIMERICALY >< LYVE-1 Bt~ a7 v —J 2l T& /-, LYVE-1
B e M E A o mE B EICIZIEE A ER LN,
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B 20 Hi4 1~ v AOBAMAME (VHP) (238175 LYVE-1 Ok

FRTO LYVE-1 % BUMAIX F4 /1 80 (a) BEUAT 7T D (b) TR 2HKERIGL,
~—Uf (M) 27T, LYVE-L EA T 7V Bl —EYPEGE TR, 477 ) Pk T
WS AT VHP DR 58I LYVE-1 Bt~ 7 v 7 7 =P OS5 HBnRFEENATnD (¢) .
JERTHIETHE (d) . LYVELGME~ 2 vn 77—V O RO X S 74 7 7 ) OMIC
WoLonTWHEIICRZ 5, vi % »3— : 100 um (a, c), 50 pm (b), 20 um (d)
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LYVE-1:CB31 LYVE-T GD34

21 R (2 FF R 72 galectin-3 FE BUMEIE O 5%

galectin-3, LYVE-1 3 XU CD31 (2R3 5 =HY |2 L - T, galectin-3 51 D /N T e
PNILEWNIZRIE L, MBIV D LYVE-L MR (Ff) [ZIEE DREIGA HbRn T
EMboD (a-2i% a1l O—FIEK) , galectin-3 ML Y VHP OWNETR 5105 208 (KRHD) |
MBEA O MENTIZRE SN2 (b) o ¥ ¢ TiE GLUTL HUiRIC X 0 A 7SI 2SR S 4,
WEEIm A (BE) EXBITE 5, £ LT, galectin-3 BHEMINIX GLUTL Btk o il & M5 12
HRBNDL, 73— 100 um (a-1, ¢), 50 pm (b), 20 um (a-2)
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AR RICB T S 26 D galectin-3 JEBLMIIIL, HZERT (E17.5) B &
O | BHEOHET (M 222) THRIFLEAERLNT, otk LTHTA
THAMA DIMCAFAE LTV, galectin-3 HIKAOHUT AR 3 B B o MR TAH
CHEML, EFROKE R TVL O CEHBE SN, A% 5 B HIRE,
galectin-3 FEHLAIAL X VHP 8 X QX TVL O RRIZH 7= - Tl NIEIZ & WEEE T
HH L7z (K 22c, d OKRED), xTEAYIZ, F4/80° LYVE-1"~ 7 1n 7 7 —Jd
RN ZHAAE L TR Y, FEMAKICDE > TRy —E L HBURAE 2
LTz, galectin-3"ffd D¥ A LYVE-1Mld D% & b9 2 & . LYVE-1"#ifid %
100 & L 7z galectin-3"fild OFITA%R 1 HHEB L U3 HBIZ 10% K Th - 7203,
%S HHELE T HBIZIEH 60%IZ kAT (K23),

22 A% 1HEMST7HBETO VHP NIZH B galectin-3 [ PERE D 24k

A% 1 H B TIE galectin-3*flljd i3 fs T, M SMTJHAEL Tz, galectin-3HiE 23
MENICRGNDDEFER 3 BE TN, BIXELEL7en, A% 5HEE 7 HH
12132 < @ galectin-3* 4 2y VHP M NICEIZR S (KH) | o &M F
592 LYVE-I'v 7 n 77— (fkfa) LIZIERBTHDH, 23— : 100 pm

80+

b X 23 (/£¥) E17572°5 Day7 £°T
60- ~L o galectin-3*#if D (HBLAEEE (%)

BEITFSEM 2 £ L, FHRD R
25T P<0.05s DFEEERT,
e Tukey D% & ek BrIC & 5 — ot &
|l| (1 SO (ANOVA) % FiLNe,

404

204

Galectin-3-positive cells

E1|7‘5 Da'y1 Da'y 3 Da'y 5 Daly 7
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galectin-3 " fJA OMIEFE A [RET 72D, ~— I —pFE AN fE e s
1T 7z, galectin-3*ffifeli% F4/80 fatE T, HEK - PR EkD~— X1 —TH 5 CD68
3 L O CD1b HifkiC 6@ K Is %) L= ([ 24a, b), galectin-3"#IlIL, 4tk
D~—H—Th% Ly-6G =B L., TORIMAITTZEIC—B L (K 240),
%0 galectin-3 Ml O KH 5B 8 ym TH Y | ARifLEk & F%EOKE ST
Ho . BEBERLTOE, WOSABERTLOL LIELIER LA, Thic
A8 DO EPEN TEVWGMIAE 226 2 (1L L Tz, galectin-3 I LM E (2 X =
1AL Ak U X — RGO R A DS ATz (1K 24d),

GD11b

myeloperoxidase myeloperoxidase

L)

& 24 galectin-3 s KIS HIIAIC 31T 5~ —H — W E DO FREE

galectin-3*#fifi /X CD68 (a) . CD1lb (b) KT Ly-6G (c) #%8LT 5, CD68 (D Tlk
MmEsN~ 2777y —2 (RED bRERKISEETH 5, galectin-3Hfifid D KEF /317D TiTd %
My REEULAF X —CIHMEER A ED (d) o 23— 120 um
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ErEMEE W TEE T2 A, galectin-3 DAFAE Z o~ a1 13
F Bz OB PRI A3 548, LIE LIS R E 2 > THEE > Tz (X 25a,
b, £, HEEELEOI L %E@EETT%WT%KO LLEDEH & EBH L~ L
DR BIL, galectin-3* AN FER D RIICIETH Z L 2R LTV 5D,

CD44 iZe7vm VB RIRTHY ik, v~/ n 77— B LN o REK
EEL I FE I ERGEMIBICIAS FEEL L TWb (Lesleyetal. 1994) , VHP HIZ
& 5 galectin-3"flliiL CD44 Z R HL L 7=/, —J5 T VHP OHMAlD LYVE-1"~ 7
077 — U0 CD44 OBV SN2 (X 25¢), BBREWNZ L2, 1M
B~ a7y —UC3B 95 LYVE-l b7 n U REO—o L LT
5 TW% (Banerji et al. 1999), AR e T m U4 B E ICEHTRERN
Wt CchHHZ EITFEEITREATH S,

AR - . - A
2 A.;._:. AR i 5"% P :‘"{’}"
it g '_' e »’T—Q
2 : O R
3 37{', ’ =y :
4.5 > '%s. 2 -
s -
. 8% *
2 = g '
> 3 " 5
N AR
v Bgs, e
E e

& "
aad

galectin-3 LYVE1

25 galectin-3 O % J& BB L F X O galectin-3, LYVE-1, CD44 @ = & YL th,

LanA Rk (a, b) (2X 5 galectin-3 D&k FI1%, AHAIZ 213082 SMEND
AR 2 A2 a L 7o, Akl IR IS - TR E A H S, galectin-3 & CD44 D40 I i 1%
FERIZ LTS (o) . N: & E: WNEMIE S—:1um (a. b) ,20 um (c)
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3.2. VWP o mMEFEELMBMNAT R v I REL2>TND

RIZ ECM 3 L OB 43 T2 5t 2 SR e 2 IV CThE IR i %%Wéb X
LR DR AR ST, T ORER., VHP OIBITMEME 1N B IRIZ I - TEW
ECM A9 5 Z &R Enz, 7I=r (¥ 26a), IVHEaT— #/kiw
AT 7V T A 0EY M TlE, VHP B X TVL DI 28 E U JE R 4
HLOZENHLNTH D, W FIRINLE RO ECM Ok rEiL, MFEEA o i
L0 HiEaNcHmmroTz, EHIC ECM ORERAIZ L > T, EFIcE b o
< JE BB —TE R 1T SR R JE ) oD B — AN IR NS Ao L7 ([ 26a) .
VHP O & FHIIEE I LTl FEMIa L <I\ZIHMHERE o~ —7
—WETHLNG2 2 RaAfFoumigrus 427 U (Ozerdem et al. 2001;
Fukushi et al. 2004) 1Zxf L CHWSERIGHEZ R LTz (¥ 7b), 7 I =2 OmE
Yeta 2 k- T, IBfTH O VHP OIS TN 720 . TZ X0k 1Tk
MLTWDZENAMRTHD (K 260), OHIROIME DFEELIZ/>TH ECM
BEOE MBI IR L LTV RER S Z R L TWe, ZOME OBEEYIX
LZAEZATHL A, £ 212 CD31 WREKIGE AT 2N MO f 23 B v
ZENTW (X 26b, c-2),

3.3 VHP/TVL hIc# BN 3 galectin-3 MM £ L MEKD S > MAkEE
R M O MR Z2 73 2 7=z, NEMED & 7 —BiEMER KT MCT1 @
IEGLE &N D 2 DO HFIEIZ LV ARMERZ galectin-3 & & & ITHH L7z, MCTI
X INVKRUBE N T AR—H— (MCT) OEHERSTXZ A7 THY ., FRIL
BRCITH AT ORMERN LV B HBET 5, 210 OFEARTIE, FRiMERIZ VHP
(E2M)%£UTWJE2&)@mﬁumiofwéioﬁﬁﬁéﬁbkﬁ\
ZOLD RBITEEEAGOME TR LTRLONR -T2, BE L7ZRMER I
% < @ galectin-3 GPEMIIE S IRTET 5 & W ) R A R LTz,
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26 VHP & Offifast~ U v 7 2 LfERD 5 - Wk

7 = OREEGOITE B & IS E VIR A2 AR L (a KA L JE RS R
NG2 D% K siL, CD31 M ENE oW (b DRE) & TiBfTHOMEIZIB VTR <
%, A% IBBIC, —#O VHP TEENMC, ZX0RITR->TWD (c-1 DR kHNX
MR O M EH/E) . FRIMER & galectin-3* M D Tld, VHP DR UHHBAEOL (d-1) & KO
WE—F (d-2) TBIEIND, £ZTiE (d) . ZRMLEKIE DAB & Hy0;, & DSUGIZ K- TREA
F 713t &k L, galectin-3 BEPERMAL & 3Ll B &2 UV Tz, [AERD 5 > Mm2d TVL TH K
Hiv () . 2 Z TIEARMERS MCTL HUk TR LT D, 23— 1 250 um (e-1), 100 um
(c-1, d), 50 um (c-2), 20 um (a, b, e-2)
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BRI R ILE OIBTTIBFRIZ I T 5 galectin-3 OG- 27 ~7=, 77205,
i 1R OIRTT 3T A4 9, 15,20 H H @ galectin-3 / v 7 7 7 b~ 17 AIZH
AR E RE AR L i L, MEROBREBLET HHIC, HT
R R ONEIZHR S BB L TWD GLUTL IZAT B ik % VT TVL & #8152
THZ EIZLT, Day9 (X27b) B3 X W Day 15 (X 27d) @ galectin-3 / v 7 7
7R~ ZORETIEBHEM Y 2O L O (¥ 27a,¢) LHEELT, Ly XD
maERBBIMERNLY DRI 2 — A THFESHL TV, L LM G, Day 20
Wbl (Ke, f), ZOENZIZ-ZY LighoTz, ZHHDOFERIT galectin-3
M FRIME DOBATICH HREFLG L TNDHZ & EZREBLTWND,

GLUT1

21 AR~ (a) /vy 2777k (b) O&% 9 HBOKEEZmOK (4% 15 HH
D HHRIEH ¢, d)

GLUT1 THta 7z TVL 281533 5 & | £ D1B1T1T galectin-3 ORI K > Th 2 12 I
ENb, KENZ, FFEMELAZMEZET, LrL, 200 H (Ke, ) TiX/ v2r 77 kL
ERIOZERIE > E Y LRV, 23— : 100 um (a, b), 200 um (c, d), 300 um (e, f)
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4, B
4.1. galectin-3 ZHIRJ H2HMEEDIFH

galectin-3 FE BRI XA TR 2 D VHP 38 X O TVL OFENICERE L T
2N, MEREEA OMAEPIZITHB LR &0 ) K& RN H - 72, i F A1
BAZHRUWEBLRIME 2 7R 97 galectin-3Y AR I — (R HiiE Td A 9 2 2 galectin-3 i i
BIOMEN~I/ 0 7 7 —VITHER/~ 0 77—V RO~ — DT —Th D
CD68 IZXf L CE bITHMETH 7=, F£7-. galectin-3"flifldix CDI11 & Ly-6G (Z
* L TCHRIEEELGIETH O . BB TP ERICRRN 257 TH S, galectin-3*
ML, ~7 v 77— VIR A 72 F4/80, LYVE-1 3 X O cathepsin D D& HLiR
(ZBOSET, MAE M ET DI b REE O S W HREKBE RO~ 7 v 77—
CIXERDZENPPTAETH S, IROFEZEEFE T LYVE F4/80°~ 7 v 7 7 — V%
JRAEHITH T TIgEL < HEBL L, — 5 galectin-3" /i AE% 3 B BLRKRIC K 5%
<HEMUBRD 7=, B CHIZT 5 & galectin-3* i o> FM &L 3 HLR ) 75 JE K
RE L IZH 720 | JERIERICE DN D KEORRERL Cli7-Sh b Z & idehro iz,
LUt RFFRICENTUTMREIZ I =r L d X o ¥ — B G ERL O
FHEEMHER Lz, Szt F o —F L0 TEHEO TR, RERERTIN
galectin-3"JERIEKIZ I =~ LA F U X — BRI R , ORI T 5 Z
Ebrole, LLEXY | galectin-3"HIAIX, ARGV E 72 I3 BR R B D hF R ER &
L CRESINHES,

il 7RI A3 galectin-3 FEELAAL 2 NIEICFEE 3 5 EfMRBEII A TH 5,
LU 6, 3T To galectin-3* AR ICFEBLA L H 415 CD44 1T IR ISR &
T@% fFETHe TR ‘/ﬁﬁ@%%ﬁ{if‘%é AW L - THER SN2 &

. HERIAE 2B A, RN T ) —ORETHEET D~
=% 7~°/%> EFe. Hloe T e /@zx@%f&’oé LYVE-1 38l L T\

(Zhang et al. 2010), LYVE-1 (W< 2 OfikD ECM T~ 27 1 7 7 — 2 % [
ETHTODORYEE L THEELTYS S (Zhengetal. 2014), L7273 T galectin-3*
HHERB LN LYVE-1"v 7 u 7y — il AL, e7vn VRO B E R T
BRIzt L CROWETIEE &5, 2 O b 7 v a U RSN RITR TR A % ~D
TNOLOEEBIOVEFEERSHICTHILENTESH, £72 CD4M4 e T e v
PRIz kT 2 BAPEICINZ T, MENKE~OHEEZ FHIT T %1 H 5, 7
26, CD44 X ERNLZEE RICEEIZHEAT L BBV F O T T
HDHIMNLTHD,

galectin-3 X~ 27 v 7 7 =YD FERFHEG 01 & L THREL (Sano et al. 2000;
Gittens et al. 2017), ~7 0 7 7 — U N EMEAZRE T A b—Y Al DO A% &
ﬁ?éﬁé’r AT =l L TCoO®RE A 77 (Karlsson et al. 2009), it » T, B

ITORMKEI B W THE ST galectin-3 (Z~7 27 7 —VOFHEBIOT
ﬂ< =y ZMlEOBERIZLEGT 5D THA S, galectin-3 / v 77U h~vT7 R

37



TRRIETM O~ I v 77—V BRI OFHFEKOEEDPLEINDS Z EDNRIN
TUW % (Colnot et al. 1998; Hsu et al. 2000; Nieminen et al. 2008) ,

4.2. HRY HIHFERIMME O

RIS ORI D 1 DI ECM M BEETHHZ & ThHDH, 7I =11V
MaZ—F o BIOA 770 Bl OREGREIZ L > T, VHP TIHMEEA ©
ME eI L TRV EWERERERNPED iz, ZOHEIE, VHP (Jack 1972;
Balazs 1975) & TVL (Latker and Kuwabara 1981) D REJEBENEWNZ B L 0%
Iz Z bR LIcIOBEBBRBIZ KL TS,

REHORTIZIZE DO~ 7 07 7 — VRIS O 14 P4 LT
% (Zhang et al. 2010), Z L5 IZIME DIRIT, E<IZT AR FP—v 2ADOFEELB IO
ZEME S OFREICEE 0% E %2 K73 (Lang and Bishop 1993; Diez-Roux et al.
1999; Lobov et al. 2005), A > 7 7 U U HUIR TR S AV RBMEIR R » F T — 27 1%
KAWL THID TH LN S, ZDOEFHIREIC L > T—Homd Lt
WHA—EEED~ a7y —TUORGE U THET A RIREMENRB I N, £
DEBNREEANSINEZDT TEHRWR, 20 (Ao T7 7V T yva) 37
v FOHAERICERBEHE CHE SN RIROBEDICH YT 20E Lvg
(Latker and Kuwabara 1981), #2 Z 21X T OEHE N = & 22 7 LI E R4 e o
HR (FoREOLAITHAETHICEX ) BEEZRD . JFISTER 7R’ Rk
BEDH D VIIEEAREEEERE D KX EAB LS SR T, Hx OE s T
I T RS URCBTAEIICE 2T, AT 7Y U2 OERMEREIE
IS B G- RNEWZ &R STV % (Hegde and Srivastava 2017), 2415 D
FHEI. AT T E FERMRY SN REORLE LT, ¥V
REH AT — ROBBK L LTEOEERKEEICHER LTWD, AT
AT T BERECM O E LT, 25 NCME BB~ 77—
DREBE L TESITTWDS, Zhb0mEIE, IBITHER A& I BEE 4 5
Al &5 L OB 2 BECIHE RS OMENRE TOA T 7 ) ORERR
HE Z R LTV D,

F BRI ORI 72~ — 1 —Th D NG2 DY T, IR 12
BV THREBMEM N EIC0A LT\, X512, VHP O EMaicsir 5
NG2 GO FIMEBEME DO O X 58 F O 2 IXE M L 0 IHHER
ThHIEEERL TS, 28RS, NG2 X ECM ~DOf5A, WEKED 7 m
A h=7 HDLNIRERF & OMAEER OIS OMaRm= IRk s L THEE
T 55 T D (Ozerdem et al. 2001; Fukushi et al. 2004) , — AL, J& B
Fa O BERLTINE BT A, T2 b bIMmE o HIEEZFHEST 0T, BN E
WAL TCWD Z LT EFEZAICHET 22 2 BEWT 5, A% 7 HBEL
BElZEIT D VHP O—H% T2 X0 | O X HICIEFITHL 720 BFREMN i
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R DAIWT FiZ K » THZE S TV, IWEIRHED B U H— IR TH 5723,
NG2 OFEEL L5 £ 5 WU M A BRI 3 12 3 5 Z L TBATH o i 8 % %
L., RAEICHTERLEROBMHZ LTI LNBEZOLND,

4.3. galectin-3 WIMNERMEIZEHET HATEEME

galectin-3 [ZMMIE A TEE L. MIAOIEMAL-OMIIEE 2 & D S £ 8 F 08
A LT H LI F oY THATD—>ThHbD, galectin-3 L4 FERF L OUF
MERORE CLEELZIERT HZ LT, AMEROFEE & MG N ~D TR [E 724
7 %8 < (Sato et al. 2002; Nieminen et al. 2007; Rao et al. 2007), —J. g &
7= galectin-3 XM E N AIIIZAE A L TNG2B LW 1A T 7 U v EBAIR,
772 B NG2/galectin-3/ECM #E &Kz flifa R i L Tk L1525 (Fukushi et al.
2004), ARBFZETIE, il L7= X 512 galectin-3 FEBLAMAL O B n) 72 4678 & NG2
BEECM OB EH- 3R Z 40 BT O RS TR I O I E N R DL i
DBy FHES 2 oRIBR LT\ 5, galectin-3 DEZEIMMLIZ. pL A>T 27U~
X0 ERMICIEEE LNG2E2 7 T A X — (LT 5 DIZEE TH Y (Fukushi et al.
2004) .galectin-3 DU H> R THDH CDI8 L3z A 7 7Y UiEM LD 7 v & 2
WZBE 5T % Al RetEs & % (Hughes 2001; Krzesla and Lipinska 2004) , #i45 & 41T
WD E DT, B2 TERLBL AT 7 U T AMERMAFEIL T % galectin-3 /1 L
T, MENEM~DhPER  (Werr et al. 1998; Johnston and Kubes 1999) <24+
F2EK (Rao etal. 2007) OENE LEEICHGT 5, ZhbDMREZHRET D &
galectin-3134 > 7 7 U U BERE ORI A L CIEER B MLER OB B & H235 2 68 L
TWbHDTHADH,

%45 0 galectin-3* il Z & T L ER O AEFH T VHP 36 L ON TVL IZ 38\ THEE I B
AN, MR D -2 AR S 5, galectin-3*4f 1 ER 1% NG2/galectin-3/ECM &
K% L C VHP & TVL O MENKIC T ET HZ & Tl aiE L, &&D
IZMEDOBRMEEZER Z LTV D AMREMEN® 5, i IR 1848 1 i i o 42 1k

(Meeson et al. 1996) & 2 UM EH 8 M55 o 1ML UL#E (Browning et al. 2001)
Lo ThHHENTWS, AE o galectin-3 / v 7 7 7 b~ 7 ADFEN TlE,
TVL OIS LREMHI STV, LrLians, ZoZfkidi~sery
—VOERICHT BB CTR Mo et WIEA 92, Day20 IZiXiE -~ X0 L7a< 2o
oo 7077 — VST 2 MENEMIZR LT, sy MEEZI LIH
FARIME OB T v 7T L2 B TFHFET 52 &3 T&% (Lang and Bishop
1993; Lobovetal. 2005) , L7=MN-> T, v 7 1 7 7 — N kEET 5 KIS o
BAEIC BT, galectin-3*AF HERIZ O WD K0 HiER e Bl & B i-
EBZDHREND LU,

MR O PR & 13 A, galectin-3 F& BUMIAE 23 HE IR BE T C 3 A= 1L 4 T2 ik
72O RIS ICHEFE T 5 AlREME N & 5, galectin-3 (X in vitro T PN R
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OBk ZFEE L, in vivo CTIEMEFELZRE T HEVIWMELDH D

(Nangia-Makker et al. 2000; Wan et al. 2011) , Z @ galectin-3 DO IfiL & #F A2 k51T
HENL, galectin-3 2L E IBAFICB G- LTV D & W) RIFZEDfERE & 13kt D
AT THD, WTFHIZE I, BITHME A AEIZEET 5 AR08 T/ b i
AR, I OBATH D VLI E T EZRE T2 A=A L2 MET 5 LT
TG a5 2 LW TE 5,
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il & O

~ U ADEZRFEEYOIROIME RICIEB L, LT LD A a5,

1. @ﬁW®E§WﬁiM®mﬁkﬁ%K§%%@Mm1%%<%ﬁb\%
FLWILIKE TiX GLUTL & £ 0 g < FBL L CTRUARIZE LT 5, Zodd L
=2 IE. MAERN AR D~ THDH L EFIFE LR,

2. LIANERBRICGERITT M ARMERIT, BEMMODAERICHT TEL
L C GLUT1 # MENENRRE L TEY . Z AL IR0 O FF 52 722 fR i
272 %, MCTI1 23819 2 NEMARIX, GLUT1 2B T 5NE T — MC
VIO DINEF A ZIRITIRIEL TOWTIZ T E 720,

3. MENOFAEME» O BEEOONTROEELOOTEY , ZHTimE o
FIIZ A BN D filopodia 1T FE 72 < BB DT, wEICZ DS
MIZBET 2ME TR o7, MWEHEOH - XL LTHERH IS,

4.  galectin-3 ZFELT 5 MEKPH FRMENICEEL TBH, 2O X9 i
EROEMBITMBEME RITIT R OGN o7, 245 D galectin-3 FBLHH e
X, $h9572 % 2 VIR 2 I P ER & R E S 47z,

5. MWARME. & <ICEAMFRIE XEWIREE L BB ST 5 5 R
ozt o2 & T, MENOME L I1TRe> Tz, £z, BEFLS T
DA T 7V OMBBMIEEIZHEE L TWDHE LW EBIEIEE é%wto

6. AETFIRIME R TIL, galectin-3 BEMEDLFHRERN ZEDORMEKE & 1T
NTH oML TWAHERT DR BT, galectin-3 K~ T XA TlE, [ﬁl“"“’
DOIBITHA BN S TWed T, galectin-3 Z 3 B9 5 MEKIT~ 7 o
77— I L DHIMERITICEWT, ARl b EnEmiET 2%E E b
S LB,

M ARIME RITIRICHEAEOME R T, ~ 7 ADOGEAEAEKICEHITIERITT S,
~ /a7y =Y NRMTERICEEN R EE EZE L TWD Z LT TH D15,
FIZIR AR R E R DR RS ZET XETH D, ZORBHREDFIZIX
WE OMZEIZIXR SRRV ERAH D . WITFNHIRIEKICREWAEY LB R DR
ENTWNWALZERFNEZOND, ZOMEZOERHMENIL, & DHEE
F O A B OMINCENSH LWHERZEX D52 ETHA D,
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o

JFRE K2 DI2HT=0 . MREE L TRIGIRE LR 12 W W H=E O
KEZBEZ, BKOA UL, DRMFRERT . AR BT < G L
EFET, o, AR ETEBHEL TWEREWEHAERE OSBRI A
IR B L £, MR FRIAT IS LA O R RFUR DO W D iE, REHIR AT
HEOWDNHZHIZIZFIZE DO T, LOLEHR L BTz,

EHE galectin-3 /v 7 7 U b RAERMHEL TW R WRIEERKFERAEY
R OFS  HESSHERERTIIIBALER L BT E T,
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