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Recent research progress on galectin-3 as a potential therapeutic
target in respiratory diseases

SI Rong, CHENG Ming-han, GAO Jian

(The Second Affiliated Hospital, School of Pharmacy, Dalian Medical University, Dalian 116023, China)

Abstract: Galectin-3 is an endogenous f-galactoside-binding lectin widely distributed in the human body, and
it plays an important role in various functions such as cell proliferation, differentiation, apoptosis, cell adhesion,
immune response and signal transduction. Accumulating evidence has shown that galectin-3 is involved in the
occurrence and development of respiratory diseases, including idiopathic pulmonary fibrosis, lung cancer, pulmonary
hypertension and bronchial asthma. This review summarizes and analyzes the research progress on galectin-3 in the
above respiratory diseases in order to clarify its role and mechanism, and to provide new ideas for clinical treatment.
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Figure 1 The 15 galectins are divided into three types according to their structure: proto-, chimera-, and tandem-repeat types
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Figure 2 Structure and post-translational modifications of galectin-3
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FOZH NS . B SCRRHRIE, 181 Western blot 5246 77
RIS R [F] L2 Gal-3 ik, 45 B R B Gal-3 7
It BRI B 4 T R SR SRk B, RSB AN
B b R Rk v S T O BIE R R R BT g 1 R OA B
ik, R4 Gal-3 M RIETEA R H LI 2 A F 1, (HIL
RISFE TGS 90, {8 5 1O i 2H 21 B 26 Gal-3
FEIB AR FAR, AE R TE o 453 493 1A 7] 2 i 389 n HL 3Rk
XA LUE T MG I Bt 5 2 O BB L, SR,
FRE ML R IE & SEUOD TR 4400, 345 J5 75 HoAth
MR AT T Gal-3 R AH N, X 5% B4 4L &
FATE. BT S RE, Gal-3 2RIkt H A 0 i
S, H AR I Gal-3 2 EEAE R A . B0 A bR
Y H S BRET e M S ) T 4 p R0 . RIS 7E AR
5] R 2EL 23R, AN [R] () 4 B 28 B 3Rk Gal-3 B B AN [
Bl n 76 38 41 20, Gal-3 78 Bz 40 i oh o BT ik, 5
TE W 4 i Hp 3Rk B w101,

Gal-3 £ 1982 4F 15 IR 4 45 58 8 “ 5 Wi 20 H W B F
S PEFRIE A (Mac-2 970 J51) 7, e 43 A7 £ 40 i 5« 28 fifa 41
Rr R UL S A s v iy, sizBR b, Gal-3 7E4H i A
FS, A 2 A A 20 RS A 34 R DA A 38 48 i
MAMRANETR S, FAAETIEAR RS T . Gal-3#h =&
B 2 WA T TP A1), AN T I P T - e R AR i
1R A B I AR 48 SLHL ) 43906 2 20 i A, 51 5 B i
TR B AE S A0 WA (1) B A 6 T8 B0 o LA e 5 L 1)
WEIA AL . TENVEZ R 2 5200 Gal-3 (1 733, 91 i
PR T (V5 B A B R B ER 1L, R D)
BLH 0 A< 8 BH o B 1 W) DA e B 4 Ak, B
Gal-3 i 1T LU # 1) 40 M k% 550 4 p s b . HE RkaE,
Gal-3 (1)1 R A5 T A% i HE 21 40 Ao o o 1R E 02, g
H Gal-3 mliE it % LG A Wt AT # sy B scE L ah %
i Sy A B e, Synexin (annexin VII) #&—fh Ca2* Al
e 4s & E A, WS Gal-3 [ 1% J8 4 b i #5 15 09
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(Rl 41 o g Y Gal-3 1 3 — JE A, AL T 26 14 5 G i ik
q21~22 i, B 6 A4 T FI 5 AN I 7 T2 RR, B 5 24
1.7 7AW, LGALS3 1A 8 T H AR T )8
BT W CRE 2 5 % [Hl T «B (NF-xB) FEAL 1 AT GC
IR Gal-3 [1RIAM, Gal-3 [ s T DL i
U Kriippel ¥ K7 3 (KLF-3) 2 28 [ & (A #0, iZ & E
J& B F8 7 S R KO, AR AT DA A A S TR T
runt A 2 S R 2 (RUNX2) 256 2% L

) %1 A R 4K 2 50 Gall-3 3% 1 1) 9 i B 1
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itF) iR 2 (13588 1 (casein kinase [, CK 1) Fl 5 & fifs
4B -38 (glycogen synthase kinase-34, GSK-3p) i ik
A, MR 75 G L RIAR DG A5 5 e 5 (K1 2)B9,
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Table 1 The ligand of galectin-3 in respiratory disease. TLR4:
Toll-like receptor-4; EGFR: Epidermal growth factor receptor;
TGF-pR: Transforming growth factor-f receptor; IL-8: Interleukin-
8; EGR-1: Early growth response-1; VE-cad: Vascular endothelial-
cadherin

The type of
binding
Protein-protein  g-Catenin, Bcl-2, Bad, Bax, nucling, Alix/A1P1,
axin, Kras, synexin, glycogen synthase kinase-34,
NLRP3, AGE products
Protein-glycan CD7, CD29, CD82, CD95, CD98, TLR4, EGFR,
TGF-AR, IL-8, EGR-1, VE-cad, MUC1

Ligand of galectin-3
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Al1P1%5. HHFFURIN, £ 2 TIUEAYE ST
WS, i 3L Gal-3 7] 1 i Bad (Bcl-2 AR AL T &
F) MRIA, I B AR 2400 5, Gal-3 B4 4%
LR IR 2 AR A AN 45, AT 1) T 40 B € 3% ¢ IO RR TR
02 e 22 R 4K 11 -3 (caspase-3) [i% 1k, B Gal-3 1]
T U Y Bad A R ) 2 R U T g 45 T A 1
T2, DA U B 1) Gal-3 B 4 = 70 1 41 8 25 90 Ak 97 97
RO, A, kR IA Gal-3 AT AR E T Bl kS v LA
(R #% K B fE 0, T 7F Gal-3 w4 1/ B, AR 4
it F 33 B BH SE ek /08190, i () Gal-3 Rl i NF-xB
FITNLRP3 %8 3 /)N 7 A4 6 14 s A28 2 2 8 0 I I8 1 A A=
1M W B Gal-3 7] LA 4 il 48 AE (19 < A2 A TT o 35 5%
FEARE,

Gal-3 H - H Bk 8 v 1 DL RO 4 i 2 T R 240
A0 T SRR R T R R A B A ThRE . 4l Ak Gal-3
(R IC A 2 B p-~F- FLWE TR AT AE 4, 5 0 FL6E AT N- 218k



- 1404 - 2224 Acta Pharmaceutica Sinica 2020, 55(7): 1401 -1409

Cell exterior e -

Cilliiteie Cell proliferation

Apoptosis \ /
B | \ : :
Minﬁ.hmdm.lwl

VE-cad: vascular endothelial-cadherin; EGR-1: early growth response-1; 1L-8: interleukin-8;
NF-xB: nuclear factor-kappa B; Bad: Bel-2 associated death protein
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Figure 3  The partial function of galectin-3 inside and outside of cell
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Gal-37EM i R Az VAR KRR LA R 4 F Ak Py P 1l o ke
EHBEEM. B, CDI8 EiEZ1E KR F I NFKEFE
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15 CD98 5 45 £, nI el ik e 5 - WA B0 A i
{12t R 255 40 i il 222, 24 Gal-3 1 B T 1) 24 Jf 41 35
L HTERARSAEELEANG, BT EXZ
o TEE, BIER AR K R TS B EE ARk R
FAERESR . HiRkiE, 414t Gal-3 [ 5 T 4il i
T, 3F B AE B Hermansky - Pudlak fifi % £ & 1iE /)N
B HP T 3 9L ) JEEAR b R A B 102328, A 2 ol e
Jo T, ] W B Gal-3 1) 2k 1 e iR I i 7% AN/EUR
2%, Bl in LR i A B e A . B4, Gal-3 5 MUCL
(i i AF G B B8 2R ) )R B AR P AT 3G SR iR 5 P
Y it 2 18] (1 S AR ST, 4 i A 1) Gal-3 3 AT LU S
I8 AR A, 51140 24 Gal-3 [ NH, A i 4% D) %1, B Ji5 7E i
SR T R B ORI, X 0 49 3 B8 1 L e ) I AR R
HERE, IF H G nT LAS 5 N e ik 9 R 4 B TR 38 2R
J A5 A T

2 Gal-37EM IR R G T R R ER

21 FFERMRAYEL RV 4E Mk (idiopathic
pulmonary fibrosis, IPF) # 52 SN TE e A & A 19
DRI A B (14008 P 2 24 A T Joi P o , JFC A A0 o 3K 368 1) ol
P TS 8 1) 4L 5095 B 24 R AR 281, IPF A R o A DA o 44 il
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J& 22 BNR G 97 VR o0 4 52 R o IPF B i —
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£ 1996 47, iZ B 78 A K B R G i 2 I A
g5 5 I Gal-3 1) G ORI 43 WA 3 e, YRR X IPF
S I TR AE 2007 4 (10— R AROE H, RILIPF
) S S/ i Y VB T VR Gal-3 1) PR S 8
I HIPF 5 35 (% il v B W 41 il Rk 7 5 £ 11 Gal-3.
A S5 IR, FE FRAZ 4 i 2R U937 v, i Rg A BB IR -
aMTE-yiFE S T Gal-3 13K iA, 1M Gal-3 & /] LA
PNIH-3T3 A 4 40 fa ()3T B AR R & BB S5 9E%E
S5 A ) O M I 8 AH L, R IPF AR 1) SR v
Ve AN 3 Gal-3 R IE N, - BAE S E I 2
Jil Tt 3X 32 W Gal-3 1] 8 & IPF i 3l 1 21 446 [ b
B, FHWT Gal-3 ) 5 WS 1T BB SHb G T IPF 1) 2 4F
AL FEMEAL . AT FE B K IRIE T Gal-3 F18T
AL 1] 77 TD139 W] £E 44 4 41 B Wr TGF-B1 15 5 1) B-
catenin y& 14, FUk 4% 19 R 55 21 175 5 1D 48 4 44 1 166 1A
HEFE, I H Gal-3 36 AT LA ik i 5 b 57 18] B % Ab Bk i
5T 4 0 I PR S A6 T 2 5 B IPF () R 9 AL ) R Y
B 11 0k A P (0 04 R T il £ AL 1 25 0 ik AR T2
B FH JE 98 Je At , B AT AT 8 A2 38 i #0) Wnt/-catenin {5
530 I 7 AR B 26 A P T R A 4 A, (E R LT AR
I AT 58 A0 = R RCR, Woa U1 2T B iR T
2. A3 SCHRIRIE £ X Gal-3 (138 AL 3 5 B AT et
HEAG I AE L, 0 0 & B 11— B 3,3/ R0 - (4- 75 - = Mk-1-
T 226 - B AR LB T AN Gal-3 [ B, &2 W
SR AT IR R S S I/ R AR 4L, HAE -k
N7 28 5 ik AR JE B AH b E A R AR, Gal-3 [/ 4
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T 77 TD139 7] PATE /) BB BY Hh i 2 il 41 44k, H
A IEAETFJ& — T 4T IPF B35 (R BE ML S XUE 22 B 751 %
HE 11 b B IG IR X5, B 72 0 98 TD139 97 2R 2 4=
PE (I R 56 % 5 - NCT03832946), ik WF 7T iERT T
Gal-3 [ {E N IPF &7 ¥ i i B B ORI E K 1,
IPF Il PR IG ST H2 4 7 i 77 1)

22 BRI b BE LA R 2 —,
2018 4F A ER Ge v s, 55 M I ) B T 2R AR
SR oy S bR 1 B — 27, it e AR I A ) S
9 J 2 BN IG PR 43 BT 43 2 AN [ 2K 8, o
/NG il (non-small cell lung cancer, NSCLC) 5 fiili
T K99 2R 1) 80% A2 A8, il A R LI AR 2 2 R,
HIR ZWF 745 BB oK, Gal-3 78 o §y s 35 H B A
. HAE 1993 A A K B Gal-3 i L 7K T 72 Jili 4
B T =R RS SR R B T Gal-3 SR
KR TN AR /NG i Bl 40 & (DLKP) HO %5 B 7 .
BB PR 28 . Gal-3 7E NSCLC H =R iA, (HTE /)
4 e o AN R A BCE RIS R, (B, Gal-3 7T g & HE
Bk /0N 200 it fi e 1) 6 B bR, 9 HL AT BEAR R AR /)N 4l Mg i
P BT FR IR T A 4y T 10, [ T AIE W Gal-3 A il e 11
YL 2 R IA) 22 S 3Rk, KETE ik R I Gal-3 /&
I g ) AN RIS R 2R, AR R AA WA N E W S 1R
PR, BT HAE B 41 il %2 /4 \ERK/MAPK 1 PPAR 15
5 3 % T 1R, PR Gal-3 IR A AT RE 2 R 59 i
S IR R AR, 6 A, Gal-3 5 B I 5 2 %, Tl 9T i
71 i 7K T 1) Gal-3 5 NSCLC [ 4 A Al % %5 41 FH 5%
% ] Gal-3 1] B /2 1P i NSCLC [ B 11 5 7% 1 45 #7131,
Gal-3 1 CD82/KAIL ¥ Bk A A Wi 75 Tl NSCLC 1y it
JE AU B B AR, 9F B S A i A S A B
AR RE S E s BRI, Ak, Gal-3 ik ] LU i
WS INCRNA-NEAT [ 3815 K 3% TLRA/NF-«B [1)15
Ak G, DT IR 328 I it g 4T A 11 3 FE 01, [R] B, Gal-3
7 Tl 98 20 P w1 2 T DUE S B R R T IR 3%, H 2
I35 o B Gal-3 7K ~F-xf T il NSCLC 1 5k % A
B, BT R s Gal-3 A — NG 0 A R e B
T b, 20 7R AR /N0 i it e Gal-3 F bRad A
i 126 HH 3 A S R VR T 1 B, DT kD A b BRI
TS AR, H AT IEFEREAT — BUR 1) 2 O At
FLLABRAEIX — R W, KEH 7 EIEW, Gal-35 5 F
NSCLC F) A 2 & J i #2 H, A itk Gal-3 il 751 i F
W IEFESEAT a0, & BRI — i Gal-3 4 il 551 (LR
WEIE-L-7o 20 BR) 380 7 #4545 M 4 P SR A2 B 5 1
il b RN S P W L R A 2 2R E 7R 3 e N
FTEE & A 20 Gal-3 25 & H 5], a7 41 2 6 2 10
il B F 19, 1 i 3 2L /N 4y - Gal-3 41l 77 GB1107

AT DL D RN BRI AR 11 A= K, I 7 [R]85 DR BE 2
FHAEFE 00, b, F FEAIFE B 1 2 58 s g - 1 L 2= 4L
W FE IR R ME 1N Gal-3 47, IF LR IAE R ATAEY
2 78 72 1 Gal-3 i 7). LA B TR R T Gal-3 2
fifides, JGH & NSCLC (1) — MR TT K AT S 20697
B, (AR — DA

23 MimBkSIE i sh k& E (pulmonary arterial
hypertension, PAH) & — i i T fili 2l ik 3% 7= 51 A2 i ik
T E R, B B K L E T, &S R O E R
Yy, & — PR EUR F A 0 E AR R (R, B RR RO LA
ARG PERESY . PAH [ 32 BURFAE 2 1l 20 ks 5 1) A 1)
R, LG G G | 9N R A A AR R 0 B A, e T
Gal-3 7E PAH H [ BIF 57 75 305 4 A TF 4 2E AT, H 2 AT
FAFENREN . 7RI, Gal-3 7K 5 it 0 ik s & 1
F O E Y RSB A K, & Gal-3 7] #2 /2 PAH
H A O B B AL FIUAF O 2 R 9 ik Joid % i 1) 7 2R AR WA 76
sl i N BRUE 1 A2 K PR (platelet-derived growth
factor, PDGF) 1] 5 5 fifi 2 ik *1 ¥ WL 48 ff2 (PASMC)
Gal-3 f) % ik, If H Gal-3 1] /1 5 PDGF X} PASMC
FA R TR 1 520, AT AR 2F PAH B & B4, Ik
Ah, B 2 AN 7T FE H Gal-3/1 [ il A2 98 7E 1 A P b
W, AT T 57 PAH IR 0 3 35 A W 27 R0 e IRIR 1O,
I BB Gal-3 R IA K HE &, JET- 5 8 E 1, &
7~ Gal-3 72 PAH LT 2 1A 77 Tl F5 A, [7] BF 42 5
T Ak 57 (6 T bk B 4858, Gal-3 3 it i 71T £ Fh 4 i
() D e T 2 5 2 PAH 1 & AL A, 940, Gal-3 i i
1 i 40 2T 24 40 0 60 185 5« 2 A AR 40 i 47 R BT
A, TE PAH IR i L bl 35 28 00 B8 2 1 19 A
Flo 16 PAH [ KRB oR, WER 3 1 Gal-3 ik 3 i,
AT T PASMC L B8 A6 T ) HK Bt . Gal-3 /1
5 ) B K AR A B A o3 Ak T 5 SR S i i A
¥y, I3 HAR AN S 1 Gal-3 1 0 i@ i #1 #] TRPC1/4 i
12 I 00 R A U BIGSK-3p/M FLh ) WA B R R
1, SR i A Py R 4 AR O O A ) B R 7R
ZANWE T, KL Gal-3 Jk R @ B 1) 2 i A 5l 2 1R 4
SE6 R /N T3 RNA BRI Gal-3 IR 1A, 45 R34 w] LA
S PAH I REE, 26 B Gal-3 [ 401 77) 7T E A% % PAH
TRYT R R AT

24 ZREMEMm  SOUE NG 2 — P M 2 ORE I
W 22 G0, FLRRAETE /<008 2 <08 i SR 1 Fl AT
T S0 BE 5, o B A B 2R K o T R 4T B AE AR
IR M. BRI, Gal-32 53] 1 =08 B
A8 BEHL 1R G 2, Gal-3 7E A & 4% 1 7R
AR JE B . e B0 F0 R BN, 45 T K B A 3 4
Yt Gal-3 FE DA ¥ i Rz, 45 3 2 7R 4 IL-5 mRNA A i
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FUAHIEH, BRR BRI S 5k &, Wit
JE RIS 30, R Gal-3 78 Mg R R 40 il <0 AR
ASIE 1R S A 9B T LT 56 4 B W B R R R, %
B A 20 65 1) Gal-3 B Sk /) BRI 1A 182 iy 1) — b 7 284
BIT 7, (HAA SRR W, TEOP (1 BE 1 (OVA) i
KRN /N AT | Gal-3 iR IATE SR R M
i R S U I VR e v B R B, I H Gal-3 1] LAY
W Th/Th2 3, B Gal-3 AT fE 78 B2 B 11 A2 95 AL i)
e B BLAE Y, LT B8 A TR T R S
W2 [ 9045 R AE Gal-3 X T 48 0iE - W 40 i 11 9 16 A
KATEE I I, Gal-3 I JREAN A (45 ) 2 g R 1
RN AR) B TEZE4E Th2 R R R JE DA R AR £F 4 1L AN
LA A B AT TR A2 I BE N SR AR i3 < 1 JE Y, SR
TS ) B 5 4 2 RN A — Se R LR B, Gal-37E R
EREABTIR YT 0™ B R A TP n] R R A R R
TR A P bR £, IF H Gal-3 7] G822 H H I br &4,
TR B BT IgE W67 A R MR, Hh B K
S WL AR AR J 4T % B AR R Y M SR
B, HHT, J% T N IS B N B4 P FH 2 P I 0 1
Gal-3 7K~F-F1 I RE (1 7T FH 245 4 PR, R k1% Gal-3 11
1t 75 T BE 2 ) B B2 (1) 20 7 AL, ARR T — P 20
TF R CERG G T 230 R TT R
3 RESRE

WP 2R GE i A — AN 12 MR, 5 22 Rl
AR 2 #0BE A BUIIRTT J7 v, A o — it St
V0 P9 IR S 2 . AR S e 45 9 4 B Gal-3 R
R T 2 A A, i I 20 ik v s R S A R iy R )
Fuik R, BB il PR A T I B 5 0 B 4 T 1 B .
Gal-3 7£ IPF /1 = 3Rk, Jd i 22 Fhos BEAIL A a0 b Bz [A) Jig
AN R AT A 20 M AL S I AT R ) R AR, B T
Gal-3{E N IPFIGYTHE S B 23 . e+, Gal-3
FE 5 NSCLC A K, ] DLl 5 At i g A 2
W)—EEAE N NSCLC Tl 5 i B2 X6 P s 26 0 1) S ok
PERCTIN R I AEDFa bk o 5T 3 ik s 7, Gal-3 7]
FA 45 0 PAH 1935993 973 3 A2 40 2 R RCIR 350, IF HL &
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