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b ZLEHE 4 R (galectins) J& — A~ | 37 Ak PR ~F 19 2 5L BR T
IR LA BB R G TR B2 R W 45 B A TE
FLAY PO LM 14 FEL M & — D KY 130 MR AR
BT 45 A X 38 (CRD) , 3% I8 CRD W48 B B 25 44 7 7] 7T 4%
Hoy ok 3 AW A AL HE AR AL ik A R R AR Tk A AL T L
Wi 42 R -3 (galectin-3) 2 HES) W P — i 0 & IR 7Y L B A ok
R AR SR K E 2R AW aeh ¥ k55 &
S0V L I BT RE R 9 AE L SR g A M R £ S AR AR R
S T B BB KR . 2 BUOBE B (T2DM) & — iy 12 5 Z LB A0 B
2 it By i 2 9 3 B0 A8 25 AL M e G AT S BOO I R
o S5 L I R e 8 I e IR Bl ok o R A A S R Il O R
AE B9 R A A galectin-3 7R 2 BUME PR e H IF & 4E T Y 2 1B
VI e R R A — 253k
1 galectin-3 W& 5Ih6E

galectin-3 7E N SE PR 4 b i LGALS3 5 5L R 45 iy, 24
(29~35) X 10° B R/, il 2 DEEH A i, W fh & A
CRD Ay 32 ki 1 & & MRe I A MR- AR N AR = R E R
75 i R B K i . galectin3 FE AL N T IZ 35 . B AS AR W
PN 0 D)1 2R 3 52 A A 8 ML 3R A e ) DA P e i 1) 0 e AT
A 38 o R 5 v 5 2 A/ S SO R 440 Y R TR AR 0 -k BLME
FRIHEAE T Y 508G W 8 A n L B T LB KK (R U5
T 2 B Z BESLE W, B AT RUAR A EG 72 S s LA 410 o) 5 4K R M
Be iR 7 =0 A A& X LESE Y F7 A galeetin3 B ZFp 2k
WEIhie.

1.1 49 galectin-3 INHE ML N galectin 3 EA  Fi Ak
W2 IIRE . — 2 9 ET A mRNA 87 82 7, e R4 S2 36 b E
2 M galectin-1 Fl galectin-3 £ 5 41 i &% P 7 B 0 4% R T~ 1Y
B A& G A O ARFE R R A BoA T se Rk L
FE AR A 5 % A VR 20 0 A 1 ) RE B S 2 A A
O3 A6 B PR T R 4

1.2 44 galectin-3 B IfE ¥ 2. 4L 5 galectin-3 A XL
A T A0 A G B 40 I SR T AY galectin=3 ] JE i 5 AR AY M
T W 2R AN 0 S N D TR R 3 T M LA 3 ) L S R 4 g
Rk 482 galectin-3 X AT@E A FLAEM B 07 S «1p1 SR
SZARGE G T TR0 2 25 3% 45 09 266 B 7™ A — ol 0 2 B 2K
B o HK . galectin-3 AIRFE LT RMEE T2 50 RIEL .
B2y I B 40 i R T AL 1Y galectin-3 W S [ 4 W65 55 4 WA Y O

» EEWE.EEAARREIESEH81170316),

650032;2. EAEHRKXFRMERXLALERGKFIR,
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KR S RN, B . 400 3% 6 K A6 Y galectin-
3 B R B IR LA 2 P ) 2 IR 2 — T E T2DM R Ho I R 5E 1
R R EEEEM.

2 galectin-3 5 T2DM fy%X &

T AF R AH 56 SCHR F 92 30E 55 » galectin-3 HL G T .0 J) 5% 5
FHBCT 0 EE I RE IR B R — A7 RO TS A5 & 8 T
I IR R AR 33K TBURFE 98 AN I LA IR 0vs o B A, (0 FG 5 03 1k 5 s
HAMKMWE™Y . SUkF £ % F galectin-3 764 45 & 1E
BT 3 B v R 4 T SR R 00 AR £ 30k AR Ak i 0
T2DM 15} 40 8} 25 & A o 5 & WL — Ff . (B L galectin-3 7
T2DM ) % A & J ol B v 0 1 PR S S o T R I 4R A

of 22 AR TR ik 4 UK B 25 175 3 0 DR G /1N BB ) R 1Y ga
lectin-3 3 [H # bR 5 75 PEAT Ho Bt e B L BEE /N BUR T 4838 .
Sr B A AR O LS A R R TR
Ul 2D T B /0 BRI RS AR PR s A s Aok AR A AR X I HIR TR O
DL SRR 525 . Pang 575 0 T MILAY S5 8 . I galec-
tin-3 ZEMEAR I IE R B 4 Pk Aol 2 v LA o B M8 A A L ks
WX R W galectin-3 22 5 T M IR 19 & A K R i 72 . 7T g X
T2DM W) &35 B AT —E M2 Wi i (8 . B sh A8 LA 5+
PRI A I WF A VP 2 SCHRIRIE . galectin-3 7E T2DM 4
MG RRK PEEREH ST, 5 CRVEHKRES
WA 3 o {H 5 b5k M 21 3 K 5 56, OF B R Bg: —H L
WRYE 97 J5 » B 3 1 galectin-3 ¥k & WA g B AIK, iX AT RS T2DM
BT FIW B T — A EE BT . BT galectin-3 £
T2DM B A 132 Wi /R I B 5% 38 22 A9 A5 7 58 IR ALY
PR LIE 48 0 AR T2DM 12 W7 A 5 3 10 9 4. 5 E
F IR .

3 galectin3 5 T2DM # B EME R

T2DM AJ 53505 55 A0 190 RS0 25 4o i A5 O R E B eIk 2l ik
SR T AL e I A ORI A O R Y R A M R B AL & )
# T2MD 3 & AE i) & AL e % 2R L0 galectin-3 1
g — i e B B A28 7 2 AL AE T2DM I RAE K A4 VR R
TR RE A —E M. A SCHRRE M7 galectin-3 fY
¥ T2DM &850 J) 5208 59 A R 8l kg s 56 91 & &
A FRAE S YA 6, T BRI A T2DM IfiL 45 3% & 5E 1 — DI 78
fE Ry 2, 31 & 5 I hs-CRP 7K 7 BLA HH G ES
3.1 galectin-3 5 T2DM {45 I KAk 1 & & B M B8 IR
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I LI 4 O R T SR B R AR T L A T A K R, ga-
lectin-3 J73Z 363K F PN B2 4 v o ot 25 0 AL A 32 o /N B 5 4
BEHRORREY, BAE 2001 FEELA LT galectin-3 B R /N
SRR TR v S 08 BR s B 9 & 9 1 100 1 R R 3 galectin-3
Z AT BUBE PR B 9 1 R AR 2 B galectin-3 W] BB & — Fp
HARPERT LR, Z )5 WA PR 2R galec-
tin-3 (¥ 1 8 W] R 7E W PR B 0 R Ak AR h B — e I 1E
F 3 R R IRAG B (12 W R T AR H AR L AL B
FHRREIET Y IR, 5K OCT galectin-3 78 AME FRIF B I
IR B0 1 SCHR T 2004 AEAIE L 45 2R 7R galectin-3 BH 4 4H
L 18y 352 1 A M BRS04 i o AR P R M R BEAE R AR K
SF- T X PR 5 B R B TS I LA — o T . 4k
galectin-3 54 PRI B 9 AH G 2 19 BIF 5% 22 0 o L 78 B PR 9% 8 I
s 72w B A A O e A SCRR R 7E /D BRUBE B o, galectin3
&3k il = WG IO R A0 I RS S, g 4 0 A TR AR
MYE galectin-3 #4437 H T 7L 0 1 o 4L 10 1158 g 722 #Y) i 32k » 42
7~ galectin-3 FEWE PR UL B AL (1 R A= VR B B — &
BIE R BT RE A B F 0 iz BT RAE A % galectin-3
#E T2MD ff i 48 ¢ 20 0 & A & J B 1A ik 72 b i) 4 A
FARZ AB T IB Wi 5 1 4K TH B 20 B B RRIH B 55T 09 A
R SCHR R TE 33X AT BE R 2 TR I B
3.2 galectin-3 5§ T2DM K Ifil & 3 K AEM LR T2DM K (i
BT R 32BN 8 I O J 3 e ek IR Bl ko R B A S0 il
PG, A S F L P galectin-3 #£ T2DM 3 & 7 1fiL &
MIVE B A SCHRHE  galectin-3 FE X P R AVI B, H S
Ze U B R B A DG OC 2R L T RE B W DR B O LSS # 5 T R
AR AR B Y . 53 A SCHR IS , galectin3 £ B
PRV I I 0> 7 3 3y v 1) 2 35 K 7 B8 T W BR v 1) 0 ) o 0 1
R 53 10 SR I R 18 IR DA - 2 0 T 2 R B AR ARk BT
AT Ao T S T SO PR A8 2 I 3l Ik ok A S A 17 B BRI L A
WLE% i 0 B W 0 A0 26 7= i /I B 3 kT 1 UL 40 i 3 AR
15 0 1) 5% ) Bsf 2 3 B 000 56 4k 2 = ) -galectin3 iR 2 A BE S
5B PR R I A8 I R E 1 K A= galectin-3 AT B8 J2 i T2DM
It 5% B IR R B A 0 B A T X TR A R I /N AR AR
FT W58 1A 5 SCRR 38 , LA P B B I W P galectin-3 (1 3%
IRBH TSN, &5 A T2DM /) RS B iy J % 3¢ ML A
galectin-3 7EZ) K HERE fb o B 48 T — & 9 1E A1, galectin-3 7£
DA B B A Y rb % R T R PR I O R R 1 — B 43
B E B A bR R T AR Bh o AR B AL ] S B
RBIK BT (CAD) 19 K A=, B AR galectin-3 16 58 4R 2y ik o8 #F B
b i G AR 2 AR JR) R T 3 A B R ML 5 T 0 A 5 ga-
lectin-3 7£ A T2DM Jf )k CAD 112 K J5 T 09 B 58 4 20, X 4l
JEAHL T BELHE 5T N 4%, il i X T2DM, T2DM Jf & CAD,
CAD J ft e & i 19 galectin-3 #E4T ELISA £yl K 45 i1 %
A3 A L 48 T2MD 3% CAD B A 4115 W /8 1 4 4 4 2%
FEH5 .
4 I zE

galectin-3 J& —F 75 4H Ml P4 S 34 7 #5 T BEAE T i 2 Dy g
BEAE R BARIE AR T galectin-3 78 T2DM J H 3 & 4 &
B 5 T B 8Bk M %, R W] T galectin-3 FE IR I & A=

KT RE A — E RIAE L E 25 T2DM R HAS 1 5 %
iE B 08 DO AL AT A i 2 — 2B W50 . JF HLH A SC8 WA ARG 4R
T i E T LS Y BT O . E T R BEARE A B
B I LA galectin-3 AT X A T2DM Je H I & 4 f  30)
I FI BT B A —E S W E . BRI A 7R galectin-3 &
T2DM Je HJF 52 E #Y S A2 A S i 5 v A 2L A B~ 3 3L 3R
WA L2 5 ok 32 0 LA R S 2 WA T 6 2 4 J5 JT R galectin-
315 T2DM K HIF RAERT 700 BN 4 .
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