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Abstract

As a member of the lectin superfamily, galectin-3, like other lectins, is composed of a glycosyl and
non-glycosyl ligand. Galectin-3 can be expressed in whole body tissues and is associated with
many diseases. In recent years, it has been found that primary cilia is a sensory-related organelle,
which can acutely sense the changes of mechanical load in chondrocytes, thus regulating the me-
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tabolism of chondrocytes, but its formation and function in chondrocytes are closely related to
galectin-3. Developmental dysplasia of the hip is associated with abnormal chondrocyte apoptosis.
This article reviews the role of galectin-3 in the process of chondrocyte apoptosis.
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1. BRIRECE4mRn . FILPEREE-3 (Galectin-3), FIBRAEHATT
1.1. BRARECE 4HR0

1 A G AR (AR AEKAR), A =23 R K E A A 55— 2 F X AT HRAR I
B, IR IA HR 55 R & AH 5% 25 1 (parathyroid hormone-related protein, PTHrP)i 45 HibR 45 44 1) 52 £
P XS SR R B B A G RO, O R N IO PRGSO B ORI IX, BRI X
YR AT FE T BB TS X, % X I A RRE 2 BT A AU 2 R s B A, X e 7 B A A HE A ek, it S
FHAT A AE ELAE R B B A K BB = 2N MEJE X, BB X 3 AR R T B SR X, JLARAE
SEPCH AN R ARSI IR S KT, X RIA T MBI IS8 R T (Indian Hedgehog, 1HH)&—
FESHSH 7. BRPCEMBERE ER KK REZOEH. B 7ER X ERIE PTHIP 1)
O YiMEE, HRTHA R B e TR, HEARERMGE S, FHAE R A S MR o R A
FERBCE AL, JEJE X @ PTHIP-IHH (FRUIR 55 IR g AH 5 8 1 5 B2 A R -8 % ln) T2 i 70 I 20
HEIEXAHEAER, 3RS IR, RN 4ERfRR 2], EW TR E T ER Mt
A AR TR T e SR U, e IER A 3B 4E MR T Tl AR K E R R R R . ER IR
S FRLE 7 A R O R 3 R P T T A 2R G LA A . Cooper [3LIEIE WAL, JEJE X #H
YA KAFAE =N FI B, 28— AP BURFIE & 305 40 AR FRUR T B S (RIS, 28 —ANB B 3 4
AR I R AN IR, B8 = AN BOR 4H AR RURI T R SR g, R R I, 2B = ANE B
ST B A K T AT R R T T S . Hunziker [A1F 78 & T, AE K 300 T 2 B AA A 185 DK 0] il
FLENYAE K B TR B K
1.2. Galectin-3

M p-EIRERSGER, BT p-EIAMH S S IMIBER XK, EEEE KL A IS5 R4
P RIA[5], A SYNE AR A AR 7 A2 bk 5 AR AR LA SR 3R [6] [7]. Galectin-3
TR AR RIE, H kR gy, (2 TJe ik 14921-22. 1Z2ER4 17 kb, 1 6 MR 7H1 5 K
BT, S FRIVETEE S, B =AM A 1) B E S 12 MR S
WIS SOE RIS, 2) —ANEHZANEERMOBFAEYI, £ RS REARNRY, 5% S04
RS G REAAFEIAE, 3) IR X2 — DGR O WS G A s BT A5 K, TS 4Rt 2E
JiR N EE AR EAE 8] - Galectin-3 S2 W FLan 4 i — ik & R FUBREAE 3, DR F BB AL S0 iR ) 4
3, I R RRE R X SRR R ML 9], K2 52 MR EERE, O, .
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YHMOZERN . BT AR ML AR IR M R 2% . Galectin-3 7E4HMI T . 4 M k% AN 40 22 1H 26 ik, LA
M E, HAYZIRE SN e A K. SaIMAL T 5 BARESR B R EAL T AR, 4 TIHERS
U] = 3 A T 4H A% N - Galectin-3 (1) 43 WA AN 6t P Jo X AN v R Ak, LI I — P ALL A e i (1 R 22
LML FERE AN Sh, A RTE M Galectin-3 #E N4 G [10] .

1.3. HIRkLAE

R LM RTRE, MABE, PR AR, & RIS MR R A A
e ROy, FER AR FAC TR, Bhez hfcE S . AR 208 s Az sl s il, 48
DNEHL BRI T, BENFBE 9+ 2 WiEHN, 9 XRERSE 2 MR, PR BIME R
9+0HEF, AMEAT O XIRE, (HBCH T RBLE . VIR BAAGMANRII 2 ARG, EAE AR
SR AR AIER ST T R AR HI[11]. 1968 4, HIZLTBER — IRBRIA Y R E
s, JUTAENTA AR R I[12].

2. MM AR E AR
2.1, BB A IR R R FRIE

B OISR T AR H HE B AR S PN T, SRR & — MR e . B RIS, HIRJE
B AEREE A K & & E 2 140 4 T (Extracellular matrix, ECM)ZHE A&, L H 8B 4 2 oAl
RO, TTLCRRATIZ SR T 3R, CERSORN 2 BB T B 3 7 T R e . R a1
JIFRAVEAEAR R AR B I T ECM HIZHZL ity , HUBCRIEON T 808 K B M4ERECE WIS 2 b A a)
A, TSR AT, TR BURIBOE 2 S SRR, B S T PR I R IA a0 AT ek I SN R
748 2 IKEE(A disintegrin and metalloproteinase with thrombospondin motifs, ADAMTS) 1%L i 4 )&
& A (matrix metalloproteinases, MMPs), MITiE0 ECM AL, B EHCE BARHLH] o R A% “ Bk &
FIPERT . 40 2R R M- RABMER 7, 40 IL-148, BE L MMPL A1 MMP13 (ZIAAE . FERSE 7
B, CARARTIRL 45 T HUORIBT AR 1IL-18 %5 310 MMPL A1 MMP13 1) L. XT5iE30 [
FERENS Dk IR R 2 1 5 3 /N BRI AR b () SORE OB, SRS SEIR45 R — 3. s, PR ST 1) R
KATRIGEAp, RREEME ANE S W] LA 1L-18 3 s R it COX-2 Al MMPL &, IXEEHLRE 5 RETE
P53 IL-10 &, KR WIS T 05 L 8T AT LU AE TR AS 5, R sh G m s ML () B s 1

2.2. BB EEUTEE HRATFEL T

SRATCR P R A R S R LR B A 5 SRS, R 4ERE ECM RS I B B BB 4 [13]. ML EK A
PR A0S SR R A S AR 2 AR, SRR A R R, B B, REEO
Z S BAHUMGREL[14]. MIRLFERT AS 5 ATHUS 0 S CE K E o 43558 X 30 4 A e & X
BRI R A2 5E FE LS. 770, COL-1l. COL-X F1 BMP-2 JERIfIE Fif, Mix eIk R SrEy e
RGN 5 8 52 3] AHECZ R, Hlbkdcnr R aefe g AE K BCE 41 COL-X EFRIL, HEF
SR ZRELIFA RN COL-X IRk, 45REKH . ENUS I1ERH T[15], WIZLEFEnT DA T 958 X R
ML Ak, R AR IR R X MR E o & 58 PN ) AT 4] MMP-1 Fl MMP-13 13
1%, I3 CITED2 (TEHE AARA Tl SR H I — MR )N IR AT BE 57 S IR0
BUBR S 7738 PR T W) 47 B ATP-IERS45-ERK1/2 5 5 4l ) sUBE CITED2 [16]. fE A4 08 15 80 4 i
H ) — THRE 7 AR RS [17], AV AR A S AT IHH (5555, I DA AF B AR 77 X5
ADAMTS-5 131k, i sk BN 1T 75 3 S AGES 6 /SRR BME, [RINFBEET IHH 55 F0
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ADAMTS-5 Kik.

Takahashi 25[18] Nl SCIGUESE, 4 JA P RTTHCE TN ULIRE AT AL, OGRS A2, 3 ALt
by T FBORBCE IR I TEZ S o i ORI, KRR THUGERAT RI 2 o, PR P4 o 1 iy
HAWBILH . 535k, BEAIRE S RA — B e BIERUI R 2 R4 i SMUAE 5 22 I LRI[19].

3. Galectin-3 B BT RAEEREARP LEER
3.1. Galectin-3 B S4BT A EF

CE#IE, Galectin-3 fEHCHAIE TS5 XM AEBMBGHETFE, 1 RNA 8948, 41/ tb BT, H
T HA AR ANE, Galectin-3 785 4H MLHT FRACH 1) The A B AN [F][20] [21] [22]. Mélanie Gue-
vremont Z5[23]i% BUIR ST HCE IR 8 MU4BIRE 13 AF1 OA B3 15 N, MELRR G S H0 rh R /) 0%
R AT R LU AT, 23 g AL R I, Galectin-3 7E 1F 4 #5040 M & BE K& 4 s B £ik. 47—
RGBS RS AR G, &0t R 9E e B PCR KGN, R EE 5575 R BB Galectin-3 ] mRNA
FKiEAKFETIEERE. SRR WA=k, K Galectin-3 7E4HMI5 . 4 AR AR S 40
HAZ A 59 o0 AT, %S00 IR Galectin-3 7EHCHE AU AN PRIR . 40 A% M 4N 4G ik, (HAEA
S 5 B AR /D, B Galectin-3 BIAE I AT R -5 4B 40 M FH K1 56 5 PR AH EL A FH A 5% . Janelle-Montcalm
S [24) NI 25 /8 BROC s3: 4F Galectin-3 WIS AT K L 3B A T 284K o SEE8 /N BR 40 ik 4 4,
34T 0.1 ug. 1 pg F1 10 pg [ Galectin-3 Ay i [FIAF: 77 &A= B R /K g0t MAZH V3 24 Rad 5% DO,
D4 RACBEFTA L5/, St FEr kB, D2 RI, VEST Galectin-3 0.1 pg 1 pg A1 10 pg /N B AIK
TR R s TR R, JE B Galectin-3 IREEIGM, MIKFEEEN . 76 LRBFFLEAL b, #— D5
Galectin-3 X A T HCE S8 FRIE0, Galectin-3 AMY R HCE A FE R 2k, Wil sS4
LR ik, B EARHE, BEAS R A Galectin-3 SRENG], HA R T MR EY . T
YA, Galectin-3 I IREE S AE 4, RMTEH TS, Galectin-3 BB 5B AR pL 4G, HM
Witk N AR A R pL TR LEAE R D3 BB 85 2 KT . BRERRIEEEA p38 2234 JF ih 1k 2% 1 iy RE 4 )
YA F D3 FIBEF RN A, SR Galectin-3 7EiX Sk 57 A7 78 (W o0 R A58 51 R 2k — 25 1M/ E A
R Galectin-3 15 Fix dLi@ M . Colnot 5 [25] Nidid Galectin-3 &K H R /N RBF T R I, R AR
/N BRI R AR X 2 T /N SR C IE TR IX I S B vt st . g, TE AR JE X 0T R K
BRENHCH AN, RO RV 405 T T 5, 1% 3 A T AR B A AR T S 0, 3R R,
Galectin-3 /2 8 41 B I8 T (1 15 1o

3.2. Galectin-3 B #1R A E BB E AEIFEY

WIRA BN NE G, A2 E FEENE S 2. AR TRREY . PE., 2R LR
BEE R SVIRA TS EBAE, WTETE S, BEMRMREE, WwIgEmat. K07
BT T RN B2 4K HELAY 7 52K 4 (transient receptor potential vanilloid 4, TRPVA)4 & E VI £ B3R 1H, & 7]
DUER I Y R85 R RV T, AT 81 485 5 U R HH ORI i AR . 7E SR BURIB O B R 2R
YT, IR BT N YRR, MR A BACE . 1 0 A P V20 AR A ) R S T JE i 4
HVI AT B TRPVA S PEIMIRES . MhAl, WIZET ik nT A 20 B A MR 5% 20 R 7 81k, 4 H
IL-1 AbFRERE AR, A] AAE OG5 50 40 M o 31— E A B AT S iR 3% B2 MR A SR WI e 4F B
SR, 7621 B4 N #4312 44 (Ciliary intraflagellar transport, IFT88) A4 iy, #2027 B (I 5 M IR, 1L-1
[ 90 S BB RS, RIAVIRAESE TN RGE RN AR B0k, WA BN 55
FH TSR 2 10 G . N IRETH IR A ) PT DB AR AT, AT A A BB E T (14T T
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fii C®* B TFIMAVILE B, Wb, Ca® B FIARIBIBRN /T BRI A5 55 T, AR RS
FIEFF G R ANPIE R EAR A o JE PR R 45 B 0] DA 5 00T R TR A B 1 BRI R o, R
PEHERCE PRI RE I B« WG ET 6 10BN ) B A2 4 M 7E PN RS Hh Rt B S AR 1 40 i A Kk & e
AT

TEWIRA B IRk E i 1000 MFEMHKEH, Hh—SEEREEEL BRE L, —8omnk
FRAAN, —Ler DUl IFT 6B, XSEARKEZZS5ARNGESER, BAAR
AEMIEThEE . ¥W1Zk4FE2 5 IHH. Wnt. PDGFR. Notch. TGF-8. mTOR ML (554 %[26]. IHH
el ANFGABARME T @EEE T, EWAYRIE K G IR RBEREZEH, X AKR
ARKREWA —EEH. WA KER HH K770 =%, &K Sonic (Hedgehog, SHH). IHH #i
VO I E R T (Desert Hedgehog, DHH) [13], FHerb IHH 78 U 5 80 20 B 384 58 AN o4k rh R e E FH [27]. Tl
FLAWIN IHH 5 5 8 200 T — N a L T e g ss, BIWIRLTE, Fra M IHH B1E 55 2 &
HHEREELENIR A B, HAEAFRIHUMORE N 247 R % [28] . HUMRE S S W B IHH 7
ARSI RFE T R ARG . 4 S TI[17] [19]0 MR B0 LAME N — AT R,
VRS Wint {5 5 0E B, A FURIBE I THIgAT B, 80 Ca¥ i, ABMEANMTRE, 5
22 R RE [ 45 4, TTARHE APCIC 32 ZALRTREMEE . I/ AT AR A2 K IR T 32 4 (Platelet-derived growth factor
receptor, PDGFR-a) & —Ff G B A2 A, A THIZLTE4ME . PDGFR 4% 1] LLidid PDGF Aok
52 R G5 GRS, FHEEEE T MEK/ERK Ki% S41ii ) . 7E Notch [291i&4%H, Notch3 5214k
HEANRABR L, IFTEE 50 T YR BRIRAAN B2 5R-2 AHBEAERTHEE. Notch 18 B 7E
BB LRI R AR . fEAE(E TGF-B B RIS LT, i) TGF-B 524 mI A
VIR A B3R LR BIFE R R, #9% smad2/3, JFilit 454 SMADA L # LR R IX . 4F BAKH M TGF-p
BAWAIEL S ERKL2 15 5B BCE 4 IFT88 MIRIAEKIEMEER . MR BIETAR /12
A N RAED IR, RS54 S mTORCL ml@ it 1544 4F B AR 1 LKB1-AMPK-mTOR 2%
B S5 V2 T 4 PELIT , - AT 2 e 48 AR RR[30T o BRI, ATV SERFWI AT BAS 5 7 S 10 58 B A B T8 15 48
MO AE R FISETE ,  FEREMam R . WIRAT Bt BeE A S5 A S8 2 &1, B 5404t
BT AR EAE R AN AR S 1O RE  BR T T A N URRS ) R E, SEURE IR A 2
B P 1) B 7K B A 0% AR AN TB) PR AR ARG o R HA 8 300 4 3 T P 9 41 T DA et 5o K BB ol AL
)51 AR I3 AR E SR, Ui ZENURS. ) &A1 WIRAT B RA RIFIIAEN /125 OBPE[31].

B A MR AR T ) 2 6 P ARSI EN LIRS 5 AT R AR AR AR ) 40 B 2%, Galectin-3 X414 4F &
FE R 3 % o B B E I [32] . Hafsia N Z5[32] 56 MELE4E(14 HiR). FHEG HBR)BHABWT)V MRS
Galectin-3 Ji& K &% /)N B (Gal3-null 129SVEV mice, Gal3—/-) IR BV A, A THE ML O Bett, K
B3 HAN 14 ke WT /NS HCE B4l R O Yt RE FEANSREEARL, (H Pl AF 08 i G4 H 3™
HIEA, 14 A H KH GAL3—/—/NR IOl Bl JE D, EAZHREERR, Wi
& HT ADAMTS-5 & FUR A i A7 K S pE G 2 —, BT LABE S F 51X ADAMTS-5 [t it 8 )
AT, ORI GAL3—/—HE Gt R b WT B Jetasing, Uil 58 A RUAHEE, #tZ Galectin-3 [/
BRUE 5 S A o DL SN AT T R Bt ™ S BB #1405 . B E Xt WT 5 GAL3—/—/NUECE 435 7%,
R34 BB L5 R B Galectin-3 f77E T W4T BT WT - B4 L GAL3—/—)N i 5 1 (68%
Eb 59%); FETCMER TR, XPh2E R 45 K (81%Ek 66%). £ WT H =M B i, 60%I1)H H 4
Jf 2 W2 BN SN IR IWI R A B, T Gal3—/—/N R E A 10%. th4h, Gal3—/—/NRrI4FEH
EHWT B SRIGE KL 1 AE Gal3—/—/NR I B 4if, WIRABAEREAREE M, B/RIEHN
RN, BARIX L FE T MARAE T WT BCE 4, B7E Gal3—/—/MNRAFAMWHHEFEER/ L. IEA
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SRIFEAE N ERITF B, EMIEA L% FWE WT Al Gald—/—/N R E AR €, RIMHFEKE.
FHAEBLERAME, H Gald3—/—/N R E ML K 7 A B R & 5 WG
KEAR, £ Gal3—-TWHRIKEANRA 44.4%, THAE WT KB 16.4%. XA Galectin-3 1] LA
BV BT R B AT AR A TR, v Im PRI B 1T L

N T HEEEA Galectin-3 IUIEHL T, WRLEPH T2 250, FH TNF-o FISZE B &R D A FIEE R4
UM, 9256 R A RANE T IR AR T Galectin-3, 1 YRR AE KA Galectin-3 [R5 N 4
. X —450 ] DL s BRI R AR S RS BNESE . 5L R R D i S BRH S 40,
1E GAL3—/—/NR 4l 2R C R WT B V2132 . Ui Galectin-3 fift 2 i ik 28 KA i 4238 i
WE AT, Koch A Z5[33]FIH =4k 75 5 T iA LA 'E (Madin-Darby canine kidney, MDCK)4 fitd Fl
Galectin-3 BT/ NRENE, KIN Galectin-3 I = SR BIRA, WFRBARYIRT ERIKSE
B VRT3 152, I HIRIR& 5 . Delacour Z5[34] N\ & II Galectin-3 &7 T i AU W) 24 4T
I H. Galectin-3 FIE A S BRI R BAEKESE, HPQEYRAEMK. HNEEGEL 2R .

4. RE

W FLEN VI T B2 — R UK S PR AR 2%, LA P SRS R 3 25~ LG A 55 200 4355 R T 0 22
REE, HRERIR, FBIRNREVFL IR N RIE O B YRS SRIE R A MR, th
ARIUNATVERITYEA, XRULFBANE R HIYEFF B ER A P REEZE DR . HATAR
F| Galectin-3 fEZ 5T CREFT AR EAN F IREFT AR, O M JhE . FRLE
RGP TR AL AT R B CHIER], {2 Galectin-3 7EHH 4H A AE 4 2 v ke A FH B8 A2 48 )
BT EAEATIRAB .
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