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Advances on pentraxin 3 in osteoporosis and fracture healing
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ABSTRACT Pentaxin 3 (PTX3),as a multifunctional glycoprotein,plays an important role in regulating inflammatory re-
sponse , promoting tissue repair,inducing ectopic calcification and maintaining bone homeostasis. The effect of PTX3 on bone
mineral density (BMD) may be affected by many factors. In PTX3 knockout mice and osteoporosis (OP) patients, the deletion
of PTX3 will lead to decrease of BMD. In Korean community "Dong-gu study" it was found that plasma PTX3 was negatively
correlated with BMD of femoral neck in male elderly patients. In terms of bone related cells, PTX3 plays an important role in
maintaining the phenotype and function of osteoblasts (OB) in OP state ; for osteoclast (OC) ,PTX3 in inflammatory state could
stimulate nuclear factor k receptor activator of nuclear factor-kB ligand (RANKL) production and its combination with TNF-
stimulated gene 6 (TSG—6) could improve activity of osteoclasts and promote bone resorption ;for mesenchymal stem cells
(MSCs) , PTX3 could promote osteogenic differentiation of MSCs through PI3K/Akt signaling pathway. In recent years, the role
of PTX3 as a new bone metabolism regulator in OP and fracture healing has been gradually concerned by scholars. In OP pa-
tients,, PTX3 regulates bone mass mainly by promoting bone regeneration. In the process of fracture healing, PTX3 promotes
fracture healing by coordinating bone regeneration and bone resorption to maintain bone homeostasis. In view of the above bio-

logical characteristics, PTX3 is expected to become a new target for the diagnosis and treatment of OP and other age-related
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bone diseases and fracture healing.
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Bt N E A K, & 5B A AE (os-
teoporosis, OP) £ 2 75t L3 [ P8 & 87 48 0, -8 i
A% B $T (osteoporosis fracture , OPF) 1 & A= 3R s, fifi
Z ETHS OP 12— Tl o 8 UL AF % AH SG M B AR
SR B L AR 258 S s R B A I B 3 n i
R e MR E D 4 AT IS MR KT T RS
R TR OP KA M R 2R E P, £ OP IRE
T EEE TR, 2 5 R R Qe R R
1 3 (pentraxin 3,PTX3) &5 3 1 S % & Y REAIG, $20R
PTX3 58 % B AFAE— & WA OCHE D, R4k, B 5T
&P PTX3 H A {2 OP & 3 vh i & 40 J (os-
teoblast,OB) 3% 44k, 1877 % B 41 Y (osteoclast,
0C) ¥ K A ik (B 78 5t T 40l (mesenchymal stem
cells ,MSCs ) B¢ H 0] 73 A6 55 D RE , 278 PTX3 Gk 2k 25
FECOP TR LA . Bk, g B P il b &
P PTX3 J PR ol B3k e 7 /0N BRUTE B 31 A5 o 2 o B
TE BB Bk /N, AR PTX3 Al 7E— @ FL B b g
PraeR A, Bk, PTX3 7B b — o8 o9 5 1
T A E R OP S 4 55 AH G990 I BT 1297 #0 a5
30K F2 B PTX3 76 OP FE 37 A4 o i 45 1 %
BLHHATER A .

1 PTX3 MEE4FE

PTX3 DL AN IE 1R 8 T 20 4l 90 44K
R T R R B, o 4 8 0 O W B A4 N B £ 4
il O RO N oY S R e s B~ S PN B Ry U TR/ Y b= W
543 F (pattern recognition molecules, PRM) , £ & #1
555 KL i ] DX A C i o SR AR 25 R 3k DA R A 4 1
o N=SA i 45 Fg a7 e N2 o 435 4 a0, 355 6 iy
SR NAETC P X3, B\ A F T8 1 B4 14 ATl
RB ZFEHES, PTX3 n] il i o N-K i 45 75 et 2
20 its A= K [H 7 (fibroblast growth factors, FGFs ) 4l il £F
M A K A+ 2 (fibroblast growth factor 2,FGF2)
FEAMH HA Py C—R i s I LA B — 1
N—WEEL A AT 0, 207 53 PT 4 E A 2H ZURfi 3 s v
BLAT 52 G RGBS i 5 45, BRAE R B 1 AR R
iE I 5E R G s v () 2R W24 T Re

WAMIFGE ] PTX3 25 T RAER N . 4121
PGB« S B AT B e A R A A5 A 3 B
IR A R e R AR T 8 1) FE AL R 43, PTX3
A ER 22 e A4 e 8 RTRE TR, T I A PN R A A L AL
R 2T A 20 A R DT 240 R A R A R D K
P AN S RN, IF 2 5O BT e AR R AR RE IR
519, PTX3 A 58 KM BT R It 00 1 KW A 1 1 T
B 4y, LA TLR4/MyD88 A i 14 1t 77 = e BRI

Osteoblast ;

Osteoclast

i 240 B R R R R A A, A G R AT I
AR AT WA AR S O Wi B, TR s ol 7 Jg 3 4
i S N AL 248451, e Ak, DONI 46 hiF 5 & B, 78
TG 2 2405 1 (B2 KB 453 T AR i A 2 453 45 20 Jok it
KB R 1 Z R/ RS AL i PTX3 356 [ g Bk 3 30
MR SN . £F 4R EE [ BEHOIE B IR R 22 1) [A]
K, AR IR IR o> S b R, B g
20 ifg A1 MSCs 0] 3 3o Toll ££3Z {4 (toll-like receptors,
TLRs) I (4 20 g /> 25— 1B (interleukin 18, IL~1B) H 34
W55 PTX3 (3 FIREIC, DA AR 1 21 4t 25 1 2 9
ML AT A o L nl W, PTX3 78 90 S K 4 44
P 7 A% B (AR Y SR

1 S LS AR O T, A BIESE & BLAE LA PTX3
iR 7% 38 L MR BB 4l (breast osteoblast like
cells,BOLCs) 771 A R ik 1) FL N e i eg v 2 SR
FeWi K A7 (hydroxyapatite , HA ) S 85 46 4 57 , i i 5 4
MR R EE S R AL A T IE L, H AR
L B B2 R AE S, TR FR B PTX3 2 5 7 ZL
P e LA AR I R L RE T 2L 55 SR A i LR
ML oAk o FEE RS TR Y U5 T, PTX3 AR A% R 45 14
WAL OB.OC iAW1k . A R A T AT f& OB
(precursor osteoblast, pOB) 431k i # R 5% H T
kB Z K TGE AL H FELAR  (receptor activator of nuclear
factor—kB ligand , RANKL) , 43 #4 ) RANKL f& % 5 Aif
PRI B M (precursor osteoclast, pOC) FAJ#% A T
kB Z &5 4k [H F (receptor activator of nuclear factor—
kB, RANK) &5 4, & OC & M 31 % 5 H o 1k, 1 i
HIRW . —H OB i, W™ A B {3 & (osteopro-
tegerin,OPG) ,OPG i 1if 5 RANK %5 & , FH K
RANK-RANKL {55, T #0 ] OC 3% ¥, 75— & 72
JE b 24 WOBORT BT B A AR SR ST
PTX3 £ ikThm, 155 pOB id %k RANKL DL 5y
OC W% Fas e, b4k, PTX3 il i 5 TNF ] % %k
6 (TNF-stimulated gene 6,TSG-6) 4% & B 38 H 1))
A, 2 m OC & I, fe it B £k, PTX3 ] i L
N i 4 A FGF2 il JoA: Yy 2# D s $ = OB 36 #:,
PRI, 7ERAEA1F T PTX3 g2 i1 5 % pOB 7 4=
RANKL J 55 TSG-6 A4k & 15 OC 1 Pk, i AE % 1
1 N i 4s G FGF2 $273 OB {1, TE4Efv 3
W R DR

Zi B PTX3 e E 2P RTINS T2,
I SR SR PR B A A LB A7
T FLR SR SN AL OB 1 43 Ak B 45 A0 25 15 T A%
75 A R PR R P b B RS B IR L, AT
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H AT & T PTX3 58 %5 B i AH s 520,
HIBr 45 A E 7 G . GRCEVIC 4“7 PTX3
FE PR B /N BU(PTX3 /B A & 3, PTX3 /R i
Rl o B 8 BN B e R B A R ] )
B, H PTX37/hErh OC 36 B A ks, OB Dy fE ik
FET 0T M R /D BB NIRRT R A, R
PTX3 {2238 K -5/ BUE % % V) AH ¢ B AE 43
OB Ty fE H A& 4% B 24E F . 141, SCIMECA %55 & 3,
OP & BE k44 OB iy PTX3 35 F R H /)
ZERBN, HE—25 UL PTX3 itk 0] g3 1o 52 )
OB e i & % B TR

SR, LEE 217 WA [ 41 [X “Dong-gu B 5% "2 5
FRBERE T 1440 13210 (757 5155 1 683 fil %
PR, W I PTX3 K S B i 200 R I A %) i 2
BE L BUE R 3% PTX3 /K5 8 % 8 22 18] 4776 A
KA, MK PTX3 K15 55 M N 00 AR L1 351
MR, a2 RETTHEE, M
PTX3 7K -5 55 P WM % AR B et 22 3 SL(P>
0.05) , 15 % 8 % B W JCAH S& 1, $2 7R L3 PTX3 K
S5 B L AR O HL R I PE SR EE . BN
R R T P ) 4 2R AS R 35 ALK PTX3 KXt &
B, B AN 2 A7 3 4 22 X PTX3
FARZ M) 5 LR, 9 9 XoF - TB B %) 52 i) v RE A2 311 i 7
B DL SR B A B T T A 2 R i
T A B M A B R A A O % R iR
ZE T K H B HIE B B 561 R 0] e 2 1 56 MEAE 1
Fe, PR B S0 B R MM s A A,
TG T2 19 52 35038 A 088 43 A 1) 2 4F iRk H. 468
PR 4 2 G 10 L, B o s 2 i 0 L R 9T L 7E
Ve 7R IR BB OP 5 IR OP #H %25 ) 45 A
L EA — e m R BRAE . B I3 PTX3 /K
B A R 0 B I RO e — LR,
A REAE T B AR 2 i A B AR A G PR R E I
W PTX3 KOV 78 R AEFIHE T AW SRy, 4
i OC (TG S8R, T8 20 F R, 59— JrmifE
o IR N e o = € AV =9 VAN = )5~ N R
M PTX3 /KOS T i 78— E F2 ¥ E3E OB 3
fiE, 5 GRCEVIC " T oe 45 A — 2. Bk, £ xd
PTX3 764t F55 % B 5% A 1F T 50 00E , F5 50 2 78
Pl I ) AR A 2 A R Y R PTX3 2 6 2 7F
ANRE A R T it — 2R i o
3 PTX3 XBHEXMEEHIIER
3.1 PTX3 %} OB w4 H

PTX3 72/ AT A ZE OB & p Ay A 45 R AEA

— 3, e RE Bk ARGs, (B¢ PTX3 71
OB 7 b fE AN —3, LEE %28 T 3FA S
PE PTX3 X/ Bt pOB 5 1804 8 A 48 Jifd (mature
osteoblast,mOB) [ 521 , F A [R] 3k BE PTX3 4L B pOB
M mOB, 4553 WoRAMEYE PTX3 GB 65 12 % 55 m pOB
i Runt #1264 55 A 7 2 (Runt—related transcription
factor 2, RUNX2) 1y mRNA £ ik, 1 mOB & | G 1t
M4, RUNX2 J& pOB v RANKL 3Rk iy O Hit 54 5
Fo Msh, F /N T4 RNA (small interfering RNA
siRNA) #ill il pOB o PTX3 J5 &3 OB % 1 i 431k hE
it ARz B e e] L, AR PTX3 X pOB
M mOB ¥4 54 43 4 JC B3 i, {H AT 55 pOB
RANKL )23 , i 41 il PTX3 3 [ 33K J5 A 2 52 1
OB 1y i /AL BE ] -

SR SCIMECA 2 I8 4 A PTX3 4k #ik A
OP £ &1 OB 1y 5 AR =2 W J5 &k B OB %i Al HA
AR IR AL BN, R WIAE OP RS A PTX3 fiE
fE it OP [R5 kR OB 958 % HA SR MITE i, 1t
A BRI AR R R E YRR OB 4 PTX3 41l
RIS, k& mOB [ ML AP 5 F0 43 F ¢4, 12
B AT 2 20 B R, H RANKL # RUNX2 19635 F
R BN TEIR S B 75 p PTX3 AEAE X 4EF5 OB il 3
B 5Thie A EZAEM . 1AM, PTX3 if v] Gl o I
N 3 45 4 FGF2 Jf i1 Bk FGF2 B& Ik OB i 4 1 £ I
SO, HETTEE 2 OB (35 P

g5 b AMEPE PTX3 78 OP B # J5AX OB K552 4
il o 2 i OB 3948 LU M 45 4 FGF2 $215 OB 7%
PENTI 47 OB R AVFI D) BE, T AE IF 5 /N 55
pOB F1 mOB 1% 3% H Xt OB #% 8 43 4k JC B {2 5% i H.
PTX3 B Ml A 252 OB By g g, PTX3 1Y
X —FEVETE — B E O R R s /B F 1) OP
BEPRAH IR T K .
3.2 PTX3 % OC [fEH

I a0 308 AR 2 T 20 SR I VR0 BR Y AR
bWt KELES 4§ P07 K R ] 28 455700 v Jk 3
LR WAL SR AT AE R KPR PTX3 8L X
HAREEWICE &, R RAETOL T ,PTX3 A 5200
B o I PR FE HE— 2 UESE T aX — &, AR R B
F8) R ) YR Ifi 2% P PTX3 KSETH &, B 5 Hilk R
YIRS 7 B & (lipopolysaccharide , LPS)
P /N SRR o, /N BUBCE B B OC %
A TG R B X b PTX3 3635 T @& Y, Ul B
PTX3 /K5 OC i& PEAFEAH G . RAERMFT
PTX3 @ fEakik, @il OB %35 RANKL Dl &5
TSG-6 45 &4 OC WG 1, BB W/ Y SR
FEPRANEE IR PTX3 5 [R5 /0 B v B3 4 200 it A g
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A5 I K OC 19 43 A BE 7 B0 BR 4 /N BTG W]
25, HAMEYE PTX3 4b B IE % /)N B 86 40 i 9 A
2 OC i S . Ik, & U PTX3 XfF OC
VR AT R (B 2 1, A 5 At B S5 0 1 R
58 HAE IR 922
3.3 PTX3 %} MSCs #4E H

MSCs J& OB i UL 0 Hij ¢4 40 ., ARy —Fh B A
Z [a] 7 AR TS BE 1Y T 40 S, BB % 5B 43 1k i 2 Fh Al
Jf1= . RUNX2 J& o rfr— ke S A 5 MSCs BUH 117
I AL SR -2 Y PTX3 76 MC3T3-E1 4
IEL 4 BB A R A e VR L LIU S5 2%/ B OB ip
&40 il 2 MC3T3-E1 i %35 PTX3 J5 i 17 B H 55
S, & B AE A 5 BR 1§ (alkaline phosphatase , ALP) 1% 1
FIH™ L2515 95 K 41 S (alizarin red S, ARS) B i 3% 3%,
Horfr ALP JE7E OB J3 b g iok A8 o 43 W6 11 15 55 o 2
H, REffE a5 R Bekmas a1, B
RUNX2 ALP ‘& 45 % (osteocalcin, OCN) F1 % B 41 By
i 5 VB S IA - (osterix, OSX) ) mRNA ik B g T}
=% EAh  PTX3 [l ek b MC3T3-E1 4il g 1 1
B A A B8] Y 4K T 38, PTX3 )1k 32 3K B % 3 1ot
PI3K/Akt {5 5 3 i {2 38 BB 204k, T 7 Jim A0 i)
RN Z G BB A 55 2, SR, R4 PTX3 JE A i
B /N B B TR 8 A B i A8 S s, {H M PTX3 Kk
AL 5 /0 BP0 5 % R 208 3 o PN R B ) 44
ffL1a] OB Zr AL fig 1 A 32 B sz i ' DL b 25 5
g5 LR B PTX3 X} MSCs 19 5 # 43 fb 1 F 7 2 I or
THOREE o BT R IX — o, 283 @R R T 40 i s AR
R B AR SR B E {1 MSCs, DA ifE— 25 W 4y PTX3 X6 A Py
MSCs AW 2= Rk i PR o
4 PTX3EBREHRPHIER

SCIMECA Z:150 OP B 3% B 5671 % (osteoarth-
ritis, OA) fE 35 5 2R 52 B 52 i) I 4R 52 32 03 (3T
JE MR BRI B, AE X IR KA
PTX3 Fik AT ILH, 4532 ,PTX3 [HYE OB 7
OP & h g Bt W BAR T OA HXf A . &
PTX3 2 i 1E &0 T , OB FilAE 115 41 a3 Ak 22 1] 1) °F-
2 ) NG 7 20 B R e 7%, IXTE— B FREE B RE T
e OP B v, B RSOk IR I 4L VAR IRAMIF o 2
7N, X RRZLFN OA ZH 835 iy OB 775 K& HA
&Mk B OP (235 1 8 40 il b HA & AR 9B 88
AR g BRI 7R OP [ b PTX3 BH% OB %
K H HA FRBAKCFREL, ULEH PTX3 /K5 OB %
 HA SR RIE BOC R %01 . Ak, GRCEVIC 45
WFFE T PTX3 Rk 58 5 Z [ O FR , UEW] PTX3 %
DAL o /0N BRSSP, 5230 OB (W Tl R Bk B3
HE5 OC b Took , £ W] PTX3 & 55 sifi 4k 5

Weo HE ] UL, PTX3 7E42 #F OB 3478 \HA &R TE K
5B TR R EAEH]

BFXt PTX3 9 (4 5h D) fiE , SCIMECA 451/ [n] 1 3¢
4 JE AR R 52 1 OB K% 37 Bk vpom ACHH [R] Mk B2 1Y
PTX3 il 5, & BT PTX3 1 il 550 £ 5 35 S 4%
XF AL AH LG, OB 40 i 3 58 52 3] 1 W), Hdp
RUNX2 Fil RANKL 1 2 3k K 7 T B (HA g 1R 50 )
Wb H OB 2k 25 7 W3 OB (it S 78 FE 25 F1 43 TR 1E
I AT R MR . Be A SR 4N PTX3
T OP (& 1) OB JE A TR 72 h, 45 R LW 4
PE PTX3 G153 OB 1 f & 14 in & HA & ik 1B
B, T M IR R AT DLW SR ) A5 AL 25 1 TE B P i
IR DL PTX3 Rk 2k 254 il OB 1458 73 4k 5 3
HIh e B A, AN PTX3 Al 2 #F OP 34 OB (1)1
b e HA SR B TE 1, wi W] PTX3 FEfE #F OP RS
OB 3458 HA JE it LA KB U0 AP & 4% 42 14 T
PTX3 ] figid i H N s 45 44 35 FGF2 4545 JF M1
HAEY)#Ihhe S m OB iG LR, Bk, PTX3 £ &
e oy EE AL SR, GBS B 1L 7E R AE 5%
PR R B R, DT 245 A A i AR
5 PTX3EEHMRENAEHMER

HIAG & MELNEEDAN LR, U
S BB R ORI B A JF B2 B 2 R R i s
HITEG B RAE F5-F 1008 A2 8 MSCs 5545 3 il
B U B 40 B A S 5 RN B i 0 A D SR AR, 7R
HIT A RIS 0 BRI SRR RN, DA A
FPEB A BT R AT, A AR AR R
H7 A 2 Fp 5 RE A BT, 40 iR 58 8 I - —a (tumor
necrosis factor—a, TNF-a) . 5 4l il 41 25 —6 (interleukin
6,1L-6) FH{FI IR 3= B2 %5,y d @ 4R 41 SO IE 3R 45
AR NI FE R Y], /N BB Z AR 5 20 i 5, 4n TL-6
a5 TNF—oc, 8% 3F & 3T %8 25 (non-steroidal anti-in-
flammatory drugs,NSAIDs) & Y7 , U035 G B -2 1 1l
R, x5 8 B IR E a0, A, ok
HEITAEA BH N OB f77E 5 AAE SO AR G A
)50 Rk, RWIRAEAN BUAE & @& f b K45 8
TR MSCs #5248 BB TR AL, o0 A A UK H
7 J 4 4% Ak B BT BRI, 1 78 B 7 R0 B B 0 A i
MSCs B #5d of B B Ak 7r 16 OB, d it B 2R
5B WO 25 5 A8 B 1 e B Eh R B S R, B
FERB, TEBIr 84 00 20 By BO™ A 1) PTX3
FEORIE FE AN BT 0 RAE R R B
I 24 Jitd F1 MSCs i 1 TLRs F1 IL-1B #3375 5 PTX3
MBI, MImAEUELF 4 s H B AL 2 i &
VLSS i FE B B RO

e B b Beg I A, i @ A I
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A7 BB A0 B, e 2 CDS T o=V 38 LWL B 25
(o—smooth muscle actin, a—SMA ) *[i%) & #H. 28 )T W B i
FEFA PTX3, HAEB AL £ 4E PTX3 FI FGF2
Rk R PTX3 v] G838 o 10 il FGF2 X B JE W 1
TR R B T A RSN S — 2 S
PTX3 7€ OB 43 fbid & rf 3235 H B % 05 7% FGF2 Xf
OB 4L d/E ™, GRCEVIC 2% 31 PTX3 %t
A g 53% %) EE 2 /N BRUTE 5 9T 05 B I AR 8 300 i 174 -
N FEIATE A AR p PTX3 Bz &7 OB 11y
SE R Al T BUCE Y Bz

i LTk, TES I AW SRIEREE T, PTX3 1]
F - FEL A0 | I 0 e 4 2 3R R, 3l 1 32 5 OC 1)
TR B R A, TR E PTX3 a] g i H N i
gh4y FGF2 #2555 OB Ih 1, {2k OB 358 5 554, &
A BT a A eI B AN
6 REERE

ARG H TS T PTX3 768 Ak B % 1 3o
R RER, FFa R OP Fig#r @ & /e .
PTX3 il o #4145 OB M DI RE L F5 B % %, 12K PTX3
K5 5 A R R R R R R U O, AT
A 2 1 F 46 S B M 2% PTX3 /K ETh g, o2 55
OC M3 PE S gt , R BCE B T . 75— mifER
— P B AR R N, BB RS T R
I %% H PTX3 7K SF-FF 5 T 7 — 2 B2 % 42 &5 OB
Hihg . X F OB it , PTX3 ZE4E+F OP ARZET OB 1)
FHSTIRE A EEAER, 0 AE R /N B 40
Fixt pOB K mOB 147 431k JC W 2 5% i H PTX3 3¢
A 2 %5 OB (14 BB W e F= 2B s 5 Xt F OC,
PTX3 Xof H: 18 58 F1 43k %) 9 48 5 B A Rk 2% 1 o i
17 ,PTX3 5 3 il 3 OB 3 5 RANKL L) )2 5 TSG-6
it OC G, RIS WIIER ; X+ MSCs,
PTX3 A3 b PI3K/Akt {5 542 i H i ik, (HiX
PP 52 B AR N AN BE BsE e, RS ER N BE
FKUMERA R FE— 2058, 78 OP 1) &9 i Fi
o PTX3 2 25 ook 1 B T iR i i, S 2
BRI TR T A A AR PTXS i ad e S
B O LR R SR A . B E
PTX3 @k F3iE OB F1 OC fY A5 9 2% Ty RE - 15 T2 B
IR R RTINSO

AE by — B 5 AR 5 B 7, PTX3 A Bl
TRIT OP SF AR5 FH OG- B9 1) — > TS A8 1) 5 412 W
PR &Y A YT S, A2 W OP $2 41— 4500 s 42,
W A i 3% PTX3 AKPAE 8 B A s &Y, JF
HR A 2 OP [ JRURS: xf A BEEAT 43 )2 7RG W 1) 38 ) 12
W F1IE 7 A Y 2 AR OP (R K ¢ 2% FH Rl 8 i 3
o EFXT OP FE 4t H Al JC a6 M 4 B 1k )

EASFITTE, &1 BE U8 T8 A Jm) 7 13 2 5 42 B 45 24 9T
OP Fuhmid & 4 @ & A 15 Tt — B0
5% 3k
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