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Advances on pentraxin 3 in osteoporosis and fracture healing
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Service Center ,Shangcheng District ,Hangzhou , Hangzhou 310002, Zhejiang , China)

ABSTRACT Pentaxin 3 (PTX3),as a multifunctional glycoprotein,plays an important role in regulating inflammatory re-
sponse , promoling 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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teoporosis, OP) £ 35 7 T AL il P 3 7 384 0, B o it
5% B #1 (osteoporosis fracture, OPF) 1] & A= 2 b, fifi
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H 3 (pentraxin 3,PTX3) %5 i P J Kot Y FEAIG, #2078
PTX3 5 %5 B A7 06— 8 A DG PEDY . R4k, 5%
KB PTX3 H A {2 i OP & # v il & 4 Ml (os-
teoblast,OB) 3% /4L, I8 75 0% B 40 M (osteoclast ,
OC) % A2 #F 18] 78 i T 41 B2 (mesenchymal stem
cells ,MSCs ) J{ & [n] 43 {655 D) fig , #& 78 PTX3 2k 2%
FEHOP RARIN KL, AN, IR B EE IR &
B PTX3 K [A] R 53 o 1 /0> BT B 4 A 3l 8 v
& RN, BB PTX3 AT 7E— & FEBE b5 i
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T A B OP K 3T 55 A OB 18T 1297 #E A
AR SOR F X PTX3 78 OP g Pr i & v i1 &
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REMY Z AR PE™, PTX3 Al i 3 N-AK i 45 5 i £T 4t
20 it 4 K A F (fibroblast growth factors, FGFs ) i1 i £F
A A K+ 2 (fibroblast growth factor 2,FGF2)
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N Al A 8, 1A o AT 4 LA 2 R ) A A4 o
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240 L AR A A B A, SR 2 S R AT TR
RARHATWEAE AL BEAE DT B, [a) I 3019 Jm 3 48
i S N AL 2L 45 1, e Ah , DONT 28k 5% % B, 78
JC T A 45 1 (R KB 1 L JHE R0 It A 27 45 15 L 30 ik I
FIE ) 2N R AL b PTX3 356 [N b 5 B0
AR RN 2T 4 AR 1 BE R UG IR R 2 ) R]
Ko, DA IR TR S a8 - S o kY, B g
20 s A1 MSCs 0] 38 3 Toll ££4Z {4 (toll-like receptors,
TLRs) 1 {1 41 fi /> % - 1B (interleukin 1B, 1L-1B) il #%
55 PTX3 (R IR, DA AL 3 21 4t 35 (1 i 9
ML A o A UL PTX3 Y8 0E S M 2H 25 45
P I v 45 S R SRR .

TE SO 508 B T, A WESE & BLE DL PTX3
17 ¢ 15 M FL B RN B R 41 ig (breast osteoblast like
cells,BOLCs) F77£ JJy Fp ik 1) ZL M g i o vh & SR A~
FEwi A7 (hydroxyapatite , HA ) Gl 85 A ¥y Jit , e 4+ 475 £
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kB Z &G AL N T EAR  (receptor activator of nuclear
factor—«kB ligand ,RANKL) , 434 i) RANKL B8 55 i
BB A (precursor osteoclast, pOC) | AY# AT
kB Z K35k K T (receptor activator of nuclear factor—
kB, RANK) 45 &, 1% OC & 1 I15 5 Ho o 4k, g i
HWM, —H OB i, W™ A R4 &K (osteopro-
tegerin,OPG) ,0PG i it 5 RANK %5 & , FH W
RANK-RANKL {55, i i # OC 3if ¥, 7 — & F2
JE b AR5 WORCRE TR Al E R SRR
PTX3 £k Tk, ¥% pOB i ik RANKL DL
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6 (TNF-stimulated gene 6,TSG-6) 4% 5 i TR H 1)y
A, $25 OC T 1 A i £ 2810, PTX3 t n] 38 o
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PTX3 76 4E 355 % B P 52 A 1 T30 0F , F500 & 78
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PTX3 ZE /NI ZE OB & iy e ik 25 I A

—3, TR/ e R Bk KRGk, A OC PTX3 1E
OB b FAE A EE—30° . LEE 25" % T 9FAl 4M
PE PTX3 Xf /N BLUSEE pOB 55 5 24 i B 40 it (mature
osteoblast,mOB) 521 , F A [R] ¥k B PTX3 4L B pOB
M mOB, 4554 WoRAMEME PTX3 Gef 10 2% 5 1 pOB
i Runt #& %% 5¢ [HF 2 (Runt-related transcription
factor 2, RUNX2) i) mRNA £ ik, i mOB v )| JC 1t
M4 . RUNX2 J2& pOB Ht RANKL &35 i) ¢ B 4% 5k [
Fo AN, F AN T RNA (small interfering RNA,
siRNA) #ill il pOB H PTX3 J5 & OB (¥ 5 731k fiE
J1FEARZE W, k] W, SRR PTX3 % pOB
A1 mOB 345 43 {b T B 5%, {H AT 9 55 pOB
RANKL 335, M ] PTX3 FE H 3R ik J5 A &5
OB 1) 1 531k g

SR SCIMECA 285 & 41 A\ PTX3 4k ok H
OP 3511 OB 1y 5 A 729 J5 A& L OB % i F1 HA
B P2 A BN, R BHAE OP RS R AR PTX3 fE
fE it OP [ & SRR OB #4958 & HA S RITE R, 1t
G AR RN AE R B E R OB 4 PTX3 )
HIFIAEEL S, k& mOB By ML 28 F 70 R-AE , 2
PR LT 2 AN i RE , H RANKL Al RUNX2 i35 F
R, SRR AR AN S 35 v PTX3 W17 A6 X 4E 5 OB 19 3%
RS Yge LA EEEM . sk, PTX3 I8 0 fg i i H
N 3 45 45 FGF2 JF K Bk FGF2 R& Ik OB i 4 (1% 11
S, SR OB MG £,

Z5 b ANEYE PTX3 78 OP 3% 5 OB 15574
v a2 2 OB #4958 LA K 25 A FGF2 $2 &% OB 197G
PET 24 OB R AVFI D) BE , i 76 1F & /) B
pOB 1 mOB 1% 5% thxf OB 14 58 434k Jc W] 12 5% ) H.
PTX3 JE R A 252 05 OB By LF i RE. PTX3 Y
X PEAE — o B EE b oh B e D D8 ss /BB ) OP
B PR A TT B
3.2 PTX3 % OC py1EH

F JEV 9 38 B A AE A T A 23RN I AT A R R E
bW I  KELES 46 P07 K B JR) AR A 70 v % 3
FHCF i 2H SRS P AR TR S KO PTX3 85, X
PR R ICA ¢, R RAETE LT ,PTX3 A 521
B I RIFFERE— P UESE T 3 — o5, A JH R B
B4 1R 78 JRORT I 3% PTX3 KT, HA5 L R
I YIRS A8 N FE & (lipopolysaccharide , LPS)
B/ R AE A N ERURE B BRI T OC %K
St P R B i X3 PTX3 3% 58 7 1, i B
PTX3 7KV 5 OC 36 Y AE 7R AH M o RAE SR F T
PTX3 @ deik, Ml fili% OB ik RANKL DL 5
TSG-6 454 #&5 OC & M, B ¥ W /ER . SR
TEAR SR8 3% v, PTX3 5 DR i 53 /1 Bl v 6 448 i R et
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40 M5 T8 K OC 1 431 BE J) B0 B4/ BTG A (2
£S5, HAMEYE PTX3 kb B IE 3 /) BUE- 56 40 i 7 A
2 OC Hom Jad Pk o Ik, £ #IA o PTX3 % F OC
AR F AT RE RS IR B2 00, ad 5 HAl L R A
(1938 HAF F R 528
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MSCs J&: OB & UL aG A i, HAE oy —Fh LA
Z [0 43 Ak ¥ BB Y T 40 B, BB 8 B B 43 Ak R 2 B 4
ff, RUNX2 J& H rpr— e 5 % 4 5 MSCs B[]
AL G S R 22 O iR 59T PTX3 78 MC3T3-E1 41
JEL ) 1B A A R 4 i VR L LIU 482000/ B OB i
20 g 2 MC3T3-E1 #f %3k PTX3 J5 #1708 i
5, & PR A % 12 1 (alkaline phosphatase , ALP) i
F A 4515 95 2 41 S(alizarin red S, ARS) B I 14, |
Horp ALP J& 7€ OB 234k B it B v 43 06 1 -1 35k I 2
M, AEf%7E B Lo vh A Bk R 45 48 w1k,
RUNX2 ALP ‘45 £ (osteocalcin, OCN) F1 5 B 41 ity
i 5 PR 55 [ F (osterix , OSX) ) mRNA ik B g 7
2 BEAh , PTX3 iy ik ki MC3T3-E1 41 g (1) 1
B A IS 18] A FE 4 T 29 00, PTX3 (4 1 % 3% RE % 3 1o
PI3K/Akt 155 38 P& A2 iF 2B 434k, i 26 i A 40 161
M Z I, B A g 2, SR, RAF PTX3 JE A fif
B /N BRI TR B DA B B A8 2 #0855, {H N PTX3 g
D] 3% /0 B 2 3 1% 1 0 AR 48 30 (R PN RITRE D) 4
ftl i OB 43 BE 1 I K 52 BB B a2, LA 125 5%
g5 J B PTX3 XF MSCs 1 i1 40 1/ s 2 J5Ar
TR o BFATIX — &5, 2B @] A T 40 i sh 5w
B H AR B 5 67 MSCs, DAFE— 25 B Ay PTX3 X {4 N
MSCs AW 2= Rk I 4 -
4 PTX3EBRHMFHER

SCIMECA Z:150 OP #3565 % (osteoarth-
ritis, OA ) #8355 K Z 50k % W i A R 2k & (B 3
JEHEZ R BRI EE, ME A RN
PTX3 ik #E17 LhE, 458 %W, PTX3 fHE OB 1
OP B # i B W IR T OA S5 XA B . 78
PTX3 45 (48 0L~ , OB F g 15 20 it 40 1k 22 18] 11 5
i 2R 0 1 A 0 A0 B R G RS, X TE— SRR LR T
1E OP v B BEBEIR W 418V, IR AMIF 5T 2
N, KT RRALFN OA 418 & h i) OB f7 78 K it HA i
T, Tk A OP H 2 A 40 i p HA 5 4 1 8 A
AR ZE AU, 7 OP Ju vh PTX3 fHAE OB 0
F H HA B PR, 3] PTX3 /K5 OB %1
i HA BRI R %Y. 14, GRCEVIC %5
58 7 PTX3 Kk 5 amZ BIRYC R IEW] PTX3
DAL g B3 /0N A B o B R R, 3 OB (W T RE BB
H5 OC /b o6, £ PTX3 & 587 kil Ik Bk

o BIEAT UL, PTX3 ZE4E3F OB 345 HA &8 i
&R R EEEER.

EFXE PTX3 1A 4h i fig ,SCIMECA 45 ji) B 5%
4 JE AR 32 R OB 35 57 JE vpomn AAH [R] ¥k B2 1Y
PTX3 $ il 570, & B AT PTX3 406 51 #4155 3L 48
X REZH AH LG, OB 4 Mg 384 58 52 2 7 @ E A, Hoh
RUNX2 FI RANKL 1 ik 7K F T B HA &R 5T
W0 H OB 2k 4 7 ik OB (1 ML I 25 F1 43 R 1E
I AR A . seAh, B N PTX3
T OP ff 5 1y OB JE AR5 374 72 h, 45 R R W M
£ PTX3 BB 15 - OB 1) 2 35 14 in & HA & & 1) B
R, TE DL B 324 v n] DO 20 540 4571 T > i
AT UL PTX3 gk i 2 2 4 i) OB 3% 51 43 16 Jf 5 52
HhhepErs , 4hJE P PTX3 0l {3 OP £ 3% OB (11
b Je HA SR BTE B, Ui B PTX3 ZEfE 3 OP R TF
OB #4751 \HA JE B LA I 8 DURR k#5428 8F 1 A,
PTX3 A fg i i H N I 25 44 35 5 FGF2 4545 Jf 30 il
HAY=0ihg, $25 OB 3§ PER, b, PTX3 764 4
TE RS oy SEE AR SRR T, REWE B Lk 7E 2R 2%
T BB BT R T AE R AR T i R E .
5 PIX3EEHMERBIASHHIER

BIrEA RN ELN SRR, B
S B BB R ORI B A I B2 B 2 R I R r s
BATEA B ARAE 75 1048 AR L MSCs SR4E Rl
HE KA A 5T A RN B i 2 98 S R TR, A
B EA RIS R AR 2k RE N, DA R
PRMEE E A TEE YT R TR, SE AN K AR
Hy=A: 2 R AEA T, a0 8 3K 38 K F —a (tumor
necrosis factor—a, TNF-a) . [ 40 itd /> & -6 (interleukin
6,1L-6) FIHi S IR 2 E2 4, i 8 a4 Ik R JE A% .
AN IR R, /N = 2 R 400 5, 4 TL-6
8% TNF—oc, 8¢ T 3E £ 14371 4 25 (non-steroidal anti-in-
flammatory drugs ,NSAIDs)J&J7 , W13 45 & B2 410
F 22 R T RCEE 3 AR AR B AT A A PO, AN, ok
AEITARE G BE T OB A7 5 9 0E I AH & 5L A
MR, RULENREGAGEE T LEER
BRI MSCs #5245 2 B 34, /01 28 U
IR ST A S A R o= T TN Y B DR = g
MSCs B #2381 I N b 4r 46> OB, |y tt, B R
B WCHZS G A R T = B R
FERI, TEEIrEA R A By B A ng PTX3
FEORIE TR MM BT 5 0 9E AR B
W 2 Jiftd F MSCs 3 3of TLRs A1 IL-1B #1385 S PTX3
M FRIB AR, MIMEdEer 4B I mE M A A @A
DA SE B S AR

R BE I S @A T
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A7 B A, L CDS TR o= -8 WLVL3h 28 (1
(a—smooth muscle actin,a—SMA )* A8 5 tH 21 g V. 7% =
FE 33k PTX3, HAIEBMidl4 b {46 PTX3 f1 FGF2
ik iR PTX3 ] g8 1 10 il FGF2 XF 45 T8 1 Y
H D R A HE B T A RAIMIF ST — RS
PTX3 7£ OB /3 fb i & vp 3235 H BB % 300 7% FGF2 Xf
OB 2 bRy HIE ™ . GRCEVIC %54% 3 PTX3 it
A 3% %) 2 /0N BRZE B 37 0 B LA S B ) 9
/N FE LR A A AR R PTX3 B = 204> OB iy
SR 1 BUE Y 2 6

i BT, FEFITA A M RIEREE T, PTX3 1]
H R AL 200 L | I 0 i 4 R R, a2 5 OC 1Y
TR R AW/ R, R PTX3 ] fig i H N s
454 FGF2 2 5 OB G 1, fieik OB Mis 5554, &
HESEITa GRS HAENER.

6 RESRE

AR R G H TS T PTX3 75 & A= P 195 38 4k
FERRIME A, 21 OP Fi g i & e .
PTX3 i@ i 845 OB (DI RELEF58 % &, 13K PTX3
IRV U5 A BB 5 1 I S0 R R M e, ]
g & F 48 B M 3% PTX3 KSEFh g, b 55
OC (TG PE S g, S BCE B T M. 55— mfER
— A B PEAREE N, B A R T R
I 3% Hr PTX3 7K - i T 7 — 2 72 B 42 &5 OB
it Xt OB SR, PTX3 FE4EHF OP R OB 11y
KRS A EZAEM, WA EF /N 5 4 i
Fixf pOB & mOB 38 58 43 £k JG W] 2 5% i HL PTX3 2%
A A 26 OB (1) B W e = 2B 2 i 5 %+ OC,
PTX3 e 38 58 A1 20 Ak 110 9] 328 75 B2 A8 R 2% 4 v i
17 ,PTX3 ji 3 %3 OB 3% RANKL L4 K 5 TSG-6
gt OC iE M, RIEHFWIWA/ER ; XFF MSCs,
PTX3 A] 3 i PI3K/Akt {55 2 i H mli 4k, (HiX
FifE 2 BA N AR R B B, RS ER s
KUERA R T — 2058 76 OP 1) & ¥ it 72
W PTX3 32 5 o 1 B 8 Ok i i, iR 2
B TR T A A AR R PTX i i B Y RS
H W FALE R aS . BlEZ,
PTX3 3 5 35 OB F1 OC A2k ¥ 2 Th E - 465 B T2 1k
FIUE W, SR R R B AR S .

R — BT 0 B AR T B, PTX3 A S
BT OP S5 A7 AH G B B 1) — A V8 A6 19 5 AL i Wy
PR &Y A TT S, A2 B OP $E 41k — 48 Y s 42,
W oM PTX3 KOSP4 B G AR s 9, JF
HR A £ OP [ JXUBS: X ABREEA 7432 77, G W 1) 0 1) 32
W FIIE 9T A B B A OP (% 4H 6 2% ] Sk 7 . 3
A . EFXT OP FUE-HT H i JC R 38 S 4 B M i 4

EARITBIESE, A5 RE % A Jm AR T 5 B4 B 25 24 0
OP Fhn e & 4 @ & A 1 Tk — B
2% ik
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