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[ Abstract] Pentraxin 3 (PTX3) is a soluble pattern recognition molecule, which can be rapidly produced by a
variety of cells in response to inflammatory cytokines and microorganisms. PTX3 plays an important role in the innate
immunity induced by bacterial, fungal, or viral infections. Recent studies have shown that PTX3 can bind to extrinsic
antigens under inflammatory conditions, thus activating complement as well as promoting phagocytosis and other effector
functions. In cancer, PTX3 activates and regulates the complement cascade by interacting with Clq and Factor H (FH) ,
which can be used as an exogenous tumor suppressor to inhibit tumor-promoting inflammation. In damaged tissues, PTX3
can also play a role in tissue repair by combining with fibrin. As a result , PTX3 is a key component in resistance to
infections, cancer, and tissue repair. In addition, PTX3 can also be used as a biomarker for a variety of human diseases,
providing a new basis for clinical diagnosis. Based on the progress of research on PTX3, the article focuses on the function
of PTX3 in different biological processes.
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2 1% -3 (pentraxin 3, PTX3), 5 C W & H
(C reactive protein, CRP) | IfL{& V€M FEFE FH P (serum
amyloid P component, SAP) [f]J& T 1IE LR B HEK X,
IR P = AR ST , B IR 2 451 1 e
R IR RIR G PE Y B B . PR R I, A
CRP 1 SAP, PTX3 Hy 3 K 5 91 75 /)N Bl 5 A [] P
PR, PR, AT S S A /N B PTX3 28 R T i
ZEATEANR P IIRER L, PTX3 J&—Fh i 2
PRI 1 TEARE RIS B AR A0 PR 7 2k — 2175
S S G X PN R B e YR AN TR
HAUESE FVAE VY 55 2 R A Wyl B vh R 3G
BRER

1 PTX =k

KRS S S AL HCAE Sh B ) A AR )
S —TER 2, Hh AR SN 2 L S g R S 43 2H
55 M SN R] | TR AR G 52 A — IR 5 R A
b SZ AR, FR AR IR 3244 (pattern recognition
receptor, PRR) , ‘& P15 Ji 14 5% 1 A9 (R < 454, )
I B 95 J5 AR A OC 43 45 2 ( pathogen-associated
molecular patterns, PAMPs) . PRR 1] 43 A 4 fifd AH ¢
SERFNRT PS> T PR 40 M AH OC 52 AR A 46 Y
5 1 R 5 32 Uk, B 4 Toll # 32 14 ( Toll-like
receptors, TLRs ), NOD #f 32 {& ( the NOD-like
receptors ) 55 ; AL VA PR 4> TR AR KSR e I 22 4]
W G, BRGNS S B R
( mannose-binding lectin, MBL) 115 P85 H 47 4
R Z (ficolins) |\ 1FE FL 2 8K H ( pentraxins, PTXs) , B
MTAESE AL F0 3R 3K 5 T8 4 A AR TR] | {H B B A B b
A L DA T T R T A0 B DL R AR A R T A
igE .

IE L3RR O R G — P e st A% 4L B IR <y
MEREE B RKGE, BA — DM £ 57—l
200 NEBERRA K S IR, R F AR > T &
KN 5/, AT 43 o K BE PTX MG B PTX M 2K,
JEBE PTX {045 CRP Ml SAP, H A3 F ¥/ F 25%
10° s K8 PTX B %5 PTX3. PTX4, NP1 ( neuronal
pentraxin 1) Fll NP2, Hi+f PTX3 J& fix i & LAY K
HE PTX,

2 PTX3WERAREBLSEH

NEHU/NR A PTX3 FEHBEN T 3 S Y M
Kl 2 A& A3 AN AR, N T 5
T EE H A ET IR Z IR 5a AN C g PTX Z5#3k, %
FER B3 i 0 8h 1 BA 2R T, A3 Pul

AP-1 NF-kB SP1 I NF-IL-6, {4 X 1~ 151] 4 Jith 92 SR
BB F- (tumor necrosis factor-ao, TNF-o0 ) A1 F 48 i £
Z-1(interleukin-1,TL-1) 7] LU 33 454 NF-xB % H:
RAEE SR Bk b, PTX3 %% 5%t vl 4
PI3K/ Akt 1 JNK 3 %, B 5 T e 15 K FUS/
CHOP By, I 010 98 & W, & UList 4% HL i mT
JEE PTX3 R ERIE  FEAE PTX3 3858+ F1)S 3l
1Y B AR AT S BN E T PTXS R R T
BRI AR A R Ak 5 TR 3 ko R a2
Y PTX3 AKOF-HA AR B A G

PTX3 & 8 NI L [R5 2 R R 1, 4t
T 381 AR, K AR 17 ANESERRA A
fE5 ik, H C imgE 5 CRP #1 SAP [AIE,8 4~
FEPRSF B 2 B PR T 31 ( HxCxS/TWxS, x & AT 2 2 5k
iR ) 4L T PTX S bR Gtk e 371 5 17 N 3 45 40 35
SH A E R (%A S ARRLES CRP A
SAP WAL, A 0 S AE PTX3 114 1 58 44 45 by 3ok, o 5k
K, XK TARIELREALSRMEN2ES, /I
PTX3 5 Clq % AH B 4E 2 36 45 B R M, i
CRP I SAP 2L sl 8 7' . PTX3 & H
AR B PUICEER , FLRR AR R A DU B A i 3y
SRR R 340%10° AY/\ERIK, Hi 51
RUEM L EA T KOS, BarefE
Asn220 1Y C ¥ X B T — A~ B — 1 N-BE Ak A7
A5 LR T PTX3 5 H A AT i A =R ) 4
FHMEAEH, @45 Clq, factor H Al ficolin-1, it
RE I DU T 25 F4 R U ARIRAS P e T PTX3 XL
PRI, I e & g T AW 2ETRe, PTX3 3t
R R Z5 s R LR 1,

3 PTX3 W4

JE PTX3 5 CRP il SAP 5[] ¢ 51) AH AL 2 43¢
1o (AR R AN B A5 S 7 A Ty T e IR 2
5. CRP HISAP =2l JFIELE TL-6 M3 T 7=,
1M PTX3 7] 38 52 Toll A AZ AU s | 48 1 4t At X+
(IL-1B 1 TNF-a %) | fd0 A= W 20 1B 43 T iig 22
(lipopolysaccharide, LPS) % #p i &5 F A ( outer
membrane protein A, OmpA ) 25 Jil 3L, 15 5 £ Fh 41 it
FAUHEAT o3 b R 35, He b A H5 44 58 40 B2 ( dendritic
cells, DC) | LAZ A AL | 5 G 40 f0 | A & 248 41 i 3 i
MR KR B o A b AN I O R A
JL P A2 A 1) J5T 200 L S0 200 R0 P 228 15 S5 4
MO%, T WRCUA0AE B k40 K NK 4 R ik
PTX3, 1fii PTX3 £ R M 4 i b (8 2 38475 47 7
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Figure 1 The gene and protein organization of PTX3

48, Jaillon 2517 WFSY & B, A U Fh 7 4 i
RIARTE S BE b FE 38 PTX3 7 sp AT 5 ik
1, T 2 i A0 ) I v 1 0 4 I AN fE 3% 38 PTX3
mRNA ,{H PTX3 A AE T e Mok 4 i v, IF 4
Tl ) e S RE A 5 IR B, 1T Tmamura 250
5T R LPS n] W 43 25 04 it b o b 20 i
ik PTX3 mRNA,

4 PTX3 HITheE

PTX3 SRR PE R AR g2 28 55 1) — F vl 4 AR
A, B Rk “ BUARTTR” , AT U AP R A=
Yy, VBN IR B R R RAE RN, PTX3 H 7 W 4 i
FEA FR PR AR A A, 2 S PR AR BT
BRSS9 20 i s P R A b Fey A2
A TMa( FeyRIla/CD32) FIAMASZ {4 3(CD11b/CDI18)
TR, AT 3 5 R I 3 e, I R LA R B e g2
VI 5T 2R | B8 2% X ( marginal zone , MZ) J#]
Bl A — i rh PR 4 I RS LAY PTX3 AT 518 MZ B 41
It G o MG Hh P e 2 i LA R A0 - I 40 i 4
‘7% /@J 77?5( % ( granulocyte-macrophage
stimulating factor, GM-CSF ) #H ¢ D BEFFAE , 7] UE4 T
B2 1 AL PTX3 MR MZ B 4 J&—FER
SRIGPUIARA BE B Ik B 4B, 3 F IR IE3F R 58 518
PP SE R GE 2z 18], %F T 4 AR B AN AR s e
JELER 8 77 A PR BT AAR L, R A1 I 4 W 1Y
PTX3 LIIE FeyR K6 7 X 45A MZ B 4 B-1 48
HORIAS B2 B A0, f22E B 40 A =k i e REBR 2R
FIM 1gM 3 1gG ByFE4, [RIINF, PTX3 L n] Hg 5k 1gM
1 1G] L5 1A S il 5 B K B 0 B 22 W ok 4

colony-

KA SR TR AR Y, BRI, PTX3 Sl 7B
MZ B ZHAE AT NIRRT RIR s RGN
WM PERRE RS

PTX3 CRP Fl SAP #10] U1 Z2 F g MA a4, I
T2 Fh AR B B 2% 1R R TS AMA R S5, CRP I
SAP DI R o Bl iRk 45 & 18 20 5 4 A A iR 12
(classical pathway,CCP) RSB HITC Clq A EAEH,
IS5 CCP 896 B AR EA3E . 1 PTX3 5
Clq SEAMATREEAREWATELE T, Clq
T HERCR Z5H 5 5 PTX3 M EAER , 80& cep {2
HEC3.C4 UL, MM, PTX3 Wal i it 5 ficolin-1,
ficolin-2 F1 MBL (144 55 AH B A FH R 58 45 25 A
W, Ma 2 % B PTX3 Al A o 0 M B (A
Sumigatus ) JEGE G AL ficolin -2 AT MR,
X FAMA T [ 3 AR 7 T ARSI R ] C4b2a B4k
filg, ¥5 SAH R )T i or -, 38k C3 4k, C3 Hifbix
0] DU B AMA S5 B8 A2 B B ORI

Ba: T A2 RMA S  PTX3 4 #MA 38 1% A 7
JEHEAE . — 7T, PTX3 T 76 28 #5442 vh 3l 4o B
Wi C1q 55 G028 Bk AR 11 A0 AH 17 FH i 400 A MA TS 1L
F3—J7 I, PTX3 & — ¢ H P ( Factor H,
FH) A B, B WU FH A 45 A 7 05, SCR7
SCR19-20 "' 1fif FH J&—F il il K 7, PTX3 ] 5%
£ FH, [ 8 M4 &R ST FH e,
PR e Rt A4 B T 7 1k A MA G BE 6 Ak, 7E 98 0 1Y
R AAEEEAEN , BE5E LB PTX3 /4406 AT FH
E=R VAR 87 ST E 2R C TR & SN S -
B A 8 A ¢ PE ¥ BE A P (age-related macular
degeneration, AMD) ) EE i K 2 —, PTX3 Bt = 4iE
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BERN T PTX3 AH M HOR 13X B Ak W
S5 R A MACTE AL, 3 BORER I, X R W PTX3
CIRGEURSEIN ) St ol ) L RS s R (AT
T AMACR S P /IMA 3o B

IR BPETTAMADRESE PTX3 X 4AE S I & 4%
PEEAERI EZNLH Z —. BT S 5 MRS,
PTX3 i3 i 94 1% RAE 0 M A 55 B R 2 5 RAE R
N, AN PTX3 5 Kk Fff 43 F P-ik £ & (P-
selectin) A BAE F R AT, — 35 45 6 ] Jk 2> 5 E
PSS v P 4 L S B 40 10 48 YR 3 3 T 40 o)
SOEAMR I A ISR, PTX3 B2 e
23 P BURIE SO PERG SR R A RS 2 IL-17a
F2 TIPS A AE I, 1 B PTX3 7 i fCPE R AE 1Y
KRR A AR,

5 PTX3 EAXERHAIER

5.1 BRMRR

PTX3 2 5 LI HRBT LA W) A A= 1 5 928 S
AN W] 6 ML e 4 BT IR e A Y A 455 3 B
P AR BERRIE R AMAE M 5P A AR
S, IR PTX3 B LT R T BB Y 2 HO A it
= ( Aspergillus  fumigatus ) A o R O E
( Pseudomonas aeruginosa ) &G HIVEH , PTX3 5
PR L R 205 5 14 5 W 200 L 5 b Mt 4 i o R
IRy, I 2 4 A W Th B, 4% R BAE . 2T 1B
Ciancarella 257V BIF5E & B PTX3 4 B FHLA 40 g 4
AT (Shigella ) FTE R , 758 TR 2 — Rl R Je 4h
oA E R R N W B BUR I, 7] 5 R A 5 R
E LI, it 5 K T IR e mT e b e 40 i s 3R A

l S R

Inflammation

LEEZ B =R
&E, WRTWIER
Bind with LPS or OmpA
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i%lﬁ'ﬁ
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T (R l S

Protective Pathogenesis
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Bacteria
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PTX3, [AIA, PTX3 &5 3% 35 fff AH 5 40 i P 7 R il 44
i, PR PTX3 X 4 P B e AE A TRV E T

TEYLIR 7 A /R J7 1A, Reading AU NS
N PTX3 W] 5iiBOR B4 G, 5 — RN Bis
RSN, AL 45 00 1 i, 4 v 4 | HP R 7 A
TR ETRIEATEE, PTX3 AYHUE B 1 P i
N Y 1% T A 5 9 25 1L 68 25 W AR 1 45 6ok R HEAE .
PRtk PTX3 7575 s R B A B b s EH
AR A AR IR YT A

J3—J7 1, PTX3 0] VE hy 22 B s e Pk 2 9 1)
AYIRREY . AR A A R A R
Il HEE 8 35K TR ) o R @ A 3 B TR TR | R 7
IR B I WG SR R M2 PTX3 /KO- 8 3 T
1o, S B P T R A A S, TR R TS
A FE 0 R0 A o A e e TR R R
(HCV) BEPURTEIRIT T PTX3 5 RAET 7 | 4F 4
TR A= AL A B2 SR S &, R B HCV BRE
PTX3 7K V- Fifi %5 &1 2 A A% B 0 fin ) o 1 s 5 PR ik
PTX3 V50 i & 2 a4 i o — A= Wb i, 4R it T
FIm PRI2 e b5 PTX3 7R Mg b i1
HREREILE 2,
5.2 JBIE

PEPERAE , IR R R P I 5 | RS 1Y) 9 S
IO 55 96 i 2 VAR OG [ B8 0 A 56 RE & 5 20 40
ML St E RN 2 —, PTX3 HAT M &
i 2N BT , $ 7 LA 428 1] e e O T Al g R
FEARRNAER

RS- UL PR 988 5 9 A2 78 | Eduardo 455 % 31
PTX3 AR50 454 FH, W5 R 40 M0 -89 C3 31T

TER R A
Facilitates the early phase of the phagocytosis
opsonization
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Figure 2 Role of PTX3 in infection
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L ARHE CS5a CCL2 BRI, JE T/ M2 3 8 (1 [ it
AR IR 3 3k VA Y R MA R %) i R A O R E | 7R
/N ERRIA AR P 2 43 05 1 40 0 36 AR . 3 o X
2605 K w12 b/ 40 B Al e ( small-cell  lung
carcinoma, SCLC) & (19 A & A ML bR A 47 PTX3
FIR A, KB PTX3 1541k 5 SCLC g 40 Al
2847 A AH G, R BB n BB & SCLC 1Y —Fh
WS b5 59, [6) B & SCLC ¥R 97 I 72 4y +
BN

R AR R W, PTX3 AN H A 4 6 9 5E 19
PRI, AL A 2 b 933 48 P S A% | 4 28 Fn 35 m
L 20 e fa Ak 0 00 S AR . i B R R R Y
PTX3 A] {i¢ i F W 40 fd (9 55 45, v] e A i 15 9 Al
K RAE M KB AE e B 5 Ik 40 M 8 ( head
and neck squamous cell carcinomas, HNSCCs) H',
TR i o AKT/NF-xB i %% 5 PTX3 7= 4 1
PTX3 #2555 1 MMP-3 L JE 8 9 Rk B8 T
i 968 44t 55 PN A0 L 0 AR B AR T AR E T e 1Y
TSR EP ) PTX3 HERETHERRE
WL 3,

PTX3
B0
ECETTEES Factor H Monocytes
Macrophages l )
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C3 =» Csa =L
; Macrophages
- CCL2 —_————p
Ji 8 41 TR N R v
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and invasion M2 E B4l

\ M2 macrophages
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Figure 3 Role of PTX3 in cancer

5.3 DIMERR

D> Il B9 ( Cardiovascular diseases, CVD) J&—
Ao 1 A S N DS AE B O 0 , o2 T 2 R4 A AL IR Y
A TR ELC A PR WE el H ™ H L, Y
R, PTX3 WO A R g0 2 A B B a5 1EH, &
B LR ST SN | LS AR R R A A | A RS
Bif S 2 R P A

AT S A AR 1) 3 BT, N PTX3 23

—> {2 Promote

koK AL A s A B . ROE R S EUER
AR 28 & S Bk RE R AL i = B A FE &, W
PTX3 7EETT RAE S o & 5 % B ZAE T, Hore i
S 1 1 7K F 5 e R B0 ke A b 1 e o R
BLIEARSE 28 B BRI T A /N BRAR R o Y6
I PR RO 1) 0 A5 PN B B ALY PTX3 il HE N
Uity 4t P S [ 45 A 1 D, 0 A i N BORS BRE A
R4 MTRH Lk i AT B, SR, Shindo 251 %
PR PTX3 1E3h Kok RE AT Ak 1 A8 T B B4 & s AL i) v o
BHANBEAEH, PTX3 0] 3 in 40 21 A F ( tissue
factor, TF ) 7F 542 41 g A1 P Bz 40 MG b A9 2638 5 M 7E
VB I G 0B S 7 ) =5 RS 7, TF 7K A9 T 5 T 4%
SEMFE L L, AN, PTX3 78 /)N UK Bl i 53 4
At B AR AR AR, 915 5 7K P 3 28 0 e o i
JRIEAL >

5% K LAE 2P0 LB BE (Acute myocardial
infarction, AMI) S8 &R 7 h J&5 , ML3K PTX3 /K
W ETE 3 KIG B B R KF; e PTX3 Al
SR It O LS B4 JUL A B AS BT 335 458 475 114 7 300 4
B, BEAN, 25 58 30 HAE I rb A e B A O JURE BE
He I AR AR AR, PTX3 Bl A Ay S — Flsr 0 T 7
B HUESE AR S8 > W T 725 20 B AR
(R TEEIR 3 Bk 5 FB A L0 00 B, PTX3 Ll A
H—Fh e AR
5.4 HAAEBEEE

PTX3 41 SHEM PR E AT E
FH 208 PTX3 BRBE /N AN ] A 20 L A0 A Y | 40 4%
Kk A ARG 5, KB PTX3 BRFG S
LT 2 E A UURURS AR e H AR R R BRI
LU, PTX3 38 3k 5 1 Asf 356 J5 26 1 B 21 4 25 14 A
HAEH , 2548185 ¥, TLRs 1 1L-1 2 HA
ROA SN T e 05 As &2 o AR b A R T
pH {1l BE /& PTX3 I fE A9 — N IF K M5 50,
Vezzoli %52 HF9Y 3 W] PTX3 16 2 M TC B #0051 &
BEWLFR A T R vp & A ik B, PTX3 Al sk /b 4%
SN ESFTE] bR LA 20 i 1 R 3 B, bR L 45
Ui A a5 A WF 58 b PTX3 76 B TR i f
SiE HOET A R R IE % BRAR R 2 1R 3 T 4 i
R RIAFINEE, K PTX3 TE BN Fh S 5T
BCE AR A3 FE SRR R
PTX3 Z g2 5 T 43k L, A 5 AL IR 41 i 4
i A s

AN, PTX3 25 7 48 A e pg a4, i 48
A B2 AR I A AR B IR T RN I A A A R =2 1] Y
Sy A K 240 A/ 3 S5 R P AR VR R L R ET
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AL A= K 1 2 (Fibroblast growth factor 2, FGF2)
Je— A E AL A AR, PTX3 Al FGF2
Xof ML A B ) AR EAE P T e O A6 TR i I
F--6( tumor necrosis factor-stimulated gene-6, TSG-6)
Wit 5 FGF2 34454 PTX3, Al 3854 PTX3 %f FGF2
AT LS A A IR Y A RS R
BUORE ) B0 B N 3 2K 5 A S 1 PTXS AL
PR R R

6 RE

PTX3 J&—Fh Al i P A5 U 43, i a8
AMATE LA A Y D RE , 42 SE LA B A i U
SEHCPUEC D | 20 0 A B R M A T, R R
i S IR PR, I AT AR S 22 R 19 A= W b s
Y, BATC A PTX3 7E5 AR JRAE | O 48
PIR AT 2T N h R 3 AR A, 78 AR 3%
2z rh B TR B S, TRAWFSE PTX3 B ZIRE T
Z PR I RA2 W RNA YTl T 1 1
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