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Abstract Due to the continuous progression of population aging and changes in residents’ lifestyle and dietary
habits in China, the incidence of type 2 diabetes mellitus (T2DM) is increasing year by year. The common
complications of T2DM include diabetic nephropathy, neuropathy, retinopathy, cardiomyopathy, and
vascular disease. The progression of T2DM and its complications has a severe impact on patients” quality of
life and prognosis. Galectin-3 (Gal-3) is a potent pro-inflammatory factor that plays a significant role in the
activation, chemotaxis., and cytokine release of inflammatory cells, which is closely related to abnormal
glucose metabolism and related target organ damage. This article reviews the mechanism of action of Gal-3 in
T2DM, with the hope of providing new monitoring indicators and therapeutic targets for the prevention and
treatment of T2DM and its complications.
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JZRIBT ANRZ TS E S L3k il 26 24 J9E
I LS 25 M it 5, 2 v S 5 0 L (I W 4 i L JE R 4
JH g TR MR A0 L S5 57 A= JF BRI R g Wb = AN i
ST AR — R KR R AE BT, Gal3 25 R
iE 240 L ) 3% A L A DL B A B PR R . A OGBS R
PRI 2 FUBE FRGE (type 2 diabetes mellitus, T2DM)
BEMRNIMEE Gal-3 KF B HE B H LTt Gal-3 5
T2DM (&R JEAF AR B VI & . I, I ] Gal-3
TEWE IR 5 Je FoOF A g g @ TE BUR L A R
T2DM K H I & 9E 19 B i6 42 A8 1L i

2 Gal3 E2BEERFEEHLIEH
HI1E AL

2.1 Gal-3 5RBHRIRM

I PRAFF 5 4 BT R e A 3 A 1L T2DML 8%
Mg Gal-3 KB THi . H Gal-3 KF 5 18 R 4K
PLIEE (homeostatic model of the insulin resistance
index, HOMA-IR) | %5 J§ i & % (fasting insulin,
Fins) . %5 I Il #¥ (fasting blood-glucose, FPG) . #ifk
1L £1. 25 H (glycosylated hemoglobin Alc, HbAlc) Fl
4L C fu 2 M Chigh sensitivity C-reactive protein,
hs-CRP) & 1F 41 ¢, Kumar 255 #F 55 0 & 90, AR 92
HbAlc 77 2 W B MIE Gal-3 (17K, I LWL 8¢
FIBEAE HbAlc K89 Th . (e 85 0 PR T8 It &
iE B PR A JE JOE S8 B LV Gal-3 YK 49 A
BE LIF, ZEME HbAle KT A B R IF k4
BFE WM Gal-3 = TR JCIF R AE B4, 3 AMx
WFFEIE K B S K ILTE Gal-3 5 K A H R O
PR #2890 78 B R A B OG . B aR WE 5T BE B,
Gal-3 Z 5 T WA 5 5 09 & A, H& 7K 7 7T RE7E b
R ) &2 9 5 30 Je v 4 R EAE

WrIE kB, Gal-3 S R 2 k0] s 4, il
T 4100 44 i 5 2% T 0 5 30 I e 4 A 4 W B a1
A X A A W ) B ds A TR AR, 1k — 2B R T g 0 L A
JUE B UL PA) 2 23 240 6 7 i & 25 8T (insulin resistance,
IR)., FAAh A W5 KB, Gal-3 kb H/N U S B
AN A8 b, 5 A0 AR U TR P Bel-2 RO SR
IRBEAN KA TS 3 Bel-2 1) 32 35 BRAK , E 11 5 S
BB AL T R IR B AL L RN ST Al A
Gal-3 REAE #F 40 Jf DX fk & (0% JBE 5 B 200 B O 2 19 [+
BF 3 AT DABG i — 45 A0 BO5 S 19 B 40 A 4 Ak 1 38, F
AR T2DM JBE 5 2 ZUR AE , d5c 26 ] 5 B0k A 3 Al
PR % . T Jiang 25V BFSE R B, Gal-3 3

Bl T2DM /By 8 5 B 4t At T ARG m 17 1106,
[vi) B AT 2l v MR K 115 S 1 IR 0 R A I D B PR A, X
VLA Gal-3 W] ik — 25 306 5 g 5 B 40 M T BE R A
2.2 Gal-3 5RERFESRK

¥ IR % B 9" (diabetic nephropathy, DN) 7E
T2DM B b % R WFoe 2N DR A R
PR 2 R BOUR A B TR 28T K B PR 99 s A 2ot
10 4 1y £ 35 B ) R A Ak 1 (] 7 ol 2650 0 I s o R AS
SAERY R I B4 . DN HH ] & i ok R o 2R 1)
B, I A B DI RE IR W SE TS RAE AN MR T a0
A -1 A -6 T £-8 DL A K
K 40 i 988 3K FE K] F-o (tumor necrosis factor-as,
TNF-o) #5555 DN g A7 56, BFgs -, i i b
5 300G Fe Ak 4 K I F-B (transforming growth
factor-B, TGF-PF5 i, TGF-B EEHMMIHT: . &R
I 2 e 348 B 0 40 L A/ I T BT R T OB L
TS ORI ER A0 M B . F R & B A T R T 4
Ji T 38 5 P A Gal-3 mRNA FIEE [ A9 2 35, gF i 4
il TGEF-B1 ¥ By N B /INE I B 4H it 2F 4k 4k, AL
T 685 Gal-3/%E Ml B(protein kinase B, AKT)/
SR T I - 3 B/ 4 B sk R T 5 I A O
I Gal-3 AT RESZ IR YT DN YW 7E 4 41 .

BRI 2 Ah, RAE 2 5 DN B F B /N ER 2 %
A5 R0 20 B L R S T A L RN g R B
i3RIk Gal-3 S BB /NER R B 40 M rf R M A0 i R T
Chn TNF-o FHEL % 20 M s A 28 -1 K T, OF A
B /INER Z2 R4 B 3 B L X S A0 M A E S R
W 3 S A G

I A TS 1 FF 9 e B e BT R R R
H, R Gal-3 ZKF 5 B /N BR U8 3 R 2 fk 56, 1 5 L
I PR B F1 /WU 2 A DG, SR Gal-3 7K F 5 i 9
BH 5 IR Gal-3 KPR B A B B R 0
N ST N =S B NS X IS TR -2 /W = L 0 )
AP Gal-3 mRNA Rk 5B E ZHARKKF445E
M7 AU 4 s 8 R -2 AT S AR R D2 A
B LA B TGE-B1 1 AH 6 M fe ok, R B Gal-3 W BES
55 Ty B W g I A SE B R 3R 8 05 0 1 1 4 Ak
P, TR, BF 58 K B0, Gal-3 400 ) 500 M AR SR e AT e
fi T2DM K B b K - el 5 55 U 40 2“7 45 5 L 22
25 DI RE 33X 55 R A 2R A AV I DY R KR L 4R
A5 I H R K P i S SRR S A G
2.3 Gal-3 5RERFHERET

W PR o 20 78 2 T2DM WY # W9 ke B
FIT i TG B3R B . Ren 5 BF 9T % B, 6 BE
PR BUEHE A 2 A P Gal-3 mRNA Fik % -
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Fh. 13RIk Gal-3 AT b8 44 Ah 5 i 5 0 K B B 4
W E A HH 5 AF % A (thioredoxin-interacting pro-
tein, TXNIP) ML IR 25 5 5 A 45 1 O 52 1 2R
F1 3 (nucleotide-binding oligomerization domain-like
receptor protein 3, NLRP3)fJ ik, M % T Gal-3 #I
i35 GB1107 WJ [ fik 4 ## i 15 K B TXNIP A0
NLRP3 & F1 /K-, 3 T 22 i 5 86 R BURH 28 R AE . B
25 GBL107 i AT B ARG PR R /K, 5
AR AL W B AT A e T IR S A il S et 4R AL
VI I DIRYN R AR €N T 0 R & A
FE T A0 M IA T AT R I B A 4 4 A R B Gal-3 1Y
I HE TR N B 5N B/ B A MR (f R
R AY, b /0N T 240 i/ Wk 4 i M2 8 (g 8 A
WAl . B A G2 fg B RE AL K R E ., B WFIR 4,
Gal-3 7] 6838 ik 00E R 0 S L SR N I BL R 2 5
L EZE iR VIBuR
2.4 Gal-3 5HERHMERE

BH R A0 ) 535 4 (diabetic retinopathy, DR)
JE T2DM B fe W UL A SO A8 O ROIE 2 — & T 3L
T2DM & & 0 W 3 20 A, A8 OC I IR iF 58 &
B DR B M Gal-3 K F4e gl T2DM H 2 i
— T m IFH Gal-3 K5 DR " EREEMH K. 5
— I E 2 B L Gal-3 HE DR i BRI S el 22 5 40
JL O TR T B AR A T2DM K B, BE T G M R 47 10
Y, [RI ARSI WS ) Gal-3 6 AR B
Pt 2 37 By i I P R T GG T 240 M R W 4 L TR e 4k iR
e /38 5 Z M D L Gal-3 T REJE B i DR A #fi2e R
iEE I i 28 TS 1Y) O AT AR

£ DR 5 B 2 v, il 48 N B2 A2 K (vascular
endothelial growth factor, VEGF) K £ & EEAEH,
W58 & B, T2DM 4 1L 1 Gal-3 5 VEGF-A
RIEHIC MLV Gal-3 AT KL VEGF-A JK-F-Jf il
M A, ALK AT BE SN Gal-3 5 AL M9 5 i 4
WA b VEGF Z K454 . T 58 VEGE I
E-JE 45 32 AL AE N B2 A0 RO RGBT 20 1 00 3k i 1k 2
AL 0 A L P B2 A M ) 16 A= R 208 0B 28 I

.
e

2.5 Gal-3 5HRFONFE

BE RSO L A8 & T2DM H B R A0 J1 s 1Y
FEJFEN, B LS B MTE Gal-3 KFE
RO IR e ol 4 BRI AE T XURG: & A= B 35 4R G, T L
U ey S £ 25 AT Al D RS B0 BE T LA K B U 1 1]
O LA BE RN AE T 1 5 A 26 0, DT A 2B 3 4 3 B B
FMGAIF LS. 5 A F 5t & B L 78 2 52 0
PR B AR YT I BE T 5 4F 10 22 0 5 568 1l 43 BB AR 1Y

DI BT, Gal-3 WK 5 42 [H S8 T2 3 2 [8] A7 75 AH 5C
PE L H T Gal-3 ¥ B2 g 3 4> PR AR T2 59 ok S7 $5000 P
. Gal-3>>13.4 ng/mL #7883 WA B 2. (HT
TR S s To IR X O 7 [8) 26 A 16 97 A A I, Gal-3
WRE B OR A T HX AN R 45 )Ry 09 ok Sz B A fH . Sun
ST KB ZE RS TG AR 3 AL S A0 0 I A O
FErf, Gal-3 J&—Fh i B I 4% A T, Gal-3 BEZE A [F]
AL AKT 8RR Ak, #E 1M/ S0 LA I I KL &7
e AT A FEOLE R,

5T & B0 LI Gal-3 19 3 35 7] 7 53 i ke 5
SV SIE 4 TR /N RO IE AR T RE T [ o T £
AR/ N RO ST IR DI BE X g2 th T Gal-3 1Y
F IR AT PR B 20 - 1 2T A A0 AR I5E 2 fE T
O I S0 24 200 i X 2T A8 1 i DXL A 3 58 5 DA T T8 38 0
JER) AN BB I S0 R R g s, DF SR — R
BRS04 RF RE AL K B Gal-3 B9 2 3k T AR 0 L
TNF-o 1 B #Lh bR K & B 0 25 2038 T 6 Ak R B B0
I Kt L2 L W 4 RE 5 .

2.6 Gal-3 SHERB K MERE

) Ik ks A A A 2 W PR 114 8 DL O 0 2 — L Y
KB Gal-3 NI TS S bk RERE 1k B B Py Y I 2
JHL A2 R W 00 i 3R A O R T A R A o, S B W 2
I 1v3) YL TR A0 B 5 Ak 7 2l Ik ks A B AL 1 TR it A b %
T EEEM., WRBTEZBSY, T2DM A9 F i
15 5728 O LT Gal-3 K P AL 84l T2DM K &
Z It Il 3 5 B & B, Gal-3 F AR i 5 22 18 19 46 XA
s& T2DM (835 T B0 28 1ML 45 A A 97 20 2 57 52 il [
. IO IS LB L T2DM & I 59 3 bk 5 A A 4k
BFME Gal-3 7K F B W34 hn s 1L 7 Gal-3 /K F N
T2DM {8 2 % 2y ik o) FF 8 1k 0 2h 37 s B &R . T
B L3 Gal-3 W] BEE T2DM B35 4 I 10048 2 1 2k
W&,

M4 ¥ LA I (vascular smooth muscle cell,
VSMO) 34 FE AT AL i 22 5 1T 3l kool i i Ak g 22
M % K K8 . Tian 255 BF 5840 18 76 S0 AR 25 B
g % M (oxidized low-density lipoprotein, ox-LDL)
AR BB VSMC H, Gal-3 235 K SF 3, vl 8 5 30
LA Wnt/B-catenin {5 5 il B A 5. MMl i siRNA
A Gal-3 By ZIE . nl AT A VSMC 72 B Fe L A
ERBY ., R I & B AR Y Gal-3
5 41 i A1 e B 5 Ak 245K 7 ¥ (advanced glycation
end products, AGEs) ZW&p4s &, v/ VSMC 5
LS A 0 R VR R i — 2B e i VSMC 1y 3 5
FNIE AL ok 2 e 2 T ) 20y Pk o A Al A 30 Je

TR 5E S BRET I Bk P B2 40 Gal-3 o] 2 it
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ox-LDL if5 5 0 A A0 % B2 s 245 1 09 N 2 32 44 1 (lec-
tin-like ox-LDL receptor 1, LOX-1) mRNA FlE H
K RIA . ox-LDL jE i 5 B W40 i £ 5 LOX-
1 ZRAH S A DT B0 4 5 v 40 i 9 3 RS L 4R 0 v K
Y L IE B, FE Bl K oK FE R AL K A R R h R TR OGS AE
AR,

3 REMRE

Gal-3 /b HLAR P9 E 2209 2 E 4 95 I 5, 1
T2DM e H I S ) e Az 2 J v 2 o B4R 1 (H 2
HARAEFIBLE B AL A 58 4 B, LA oh 5 & 3
Gal-3 A fE 2 18 i 52 Wi AT | A AL L 3 A0 M o T 55 22
MigitZ 5 T2DM Ji5 R kg . BEE BF 5 iR AL A
fEARHK Gal-3 75 T2DM b HoIf % 4 v 19 4 FIBIL 1
WA S R ki L REAS M I IR T AR RS %
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