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Research Progress of Effect of Pentraxin 3 in Rheumatic Diseases

Abstract ; Pentraxin 3(PTX3) is an acute phase protein induced by inflammatory signal stimulation,which is closely
associated with rheumatic diseases. PTX3 has a variety of biological functions, which participates in innate immunity, regu-
lates inflammatory response, affects the secretion of pro-inflammatory factors and vascular remodeling, therefore is of great
significance in the development of inflammatory and autoimmune diseases. PTX3 can reflect the severity and activity of
rheumatic diseases, including systemic lupus erythematosus, systemic sclerosis, rheumatoid arthritis, etc. Compared with the
C-reactive protein of the same family ,PTX3 can more sensitively respond to inflammation and injury of local tissue,and it is
expected to become a more sensitive serum biomarker in clinical diagnosis and treatment.
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VAL, BT, KRR BT Sh T B S R A
FE &% C [ & H ( C-reactive protein, CRP) , IE
TR EH 3(pentraxin 3,PTX3) , XFRIEIRFEE T o
BEREHS, 5 CRP & TR — 5K, RHUARE S 4%
M E A B . PTX3 R PR K5 E
TRR AR BIER G I — Al AR R
2k, B MA S AR BCRZE & , KRR R
E S MR 9 0 A8 DA R AR £ Ak A B oy fL S
RN BRI BN 7E R BRI 4 41 A AR 5 AR B
RIBIRZSTT T, PTX3 5 CRP — R 8URK, (H7E [ BR IflL
ERIEJTHE B, HAET PTX3 7R PR |
MR BN 5 B i Je 55 rh VR FIRF AR BOR A,
VEAERAE RIR PG b IE I BF R L B 2
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UL AN SMRIE ) PTX3 764 B XG5 H 1R
FAATERR
1 PTX3 M4 FEWFHIE

PTX3 Jy IE L R R 455 & 1, /& Breviario 45
Ead E 41/ & 1B (interleukin-18, IL-18) 5 S Bf
Hlbk P9 B2 400\ Lee 2510 5@ 1 R $R3E A T o (tumor
necrosis factor oo, TNF-ou ) 155 541 4E 4 B Bsh & LY
RIEDIEH . [ELREHUFEREMEHEETLE
HH,PTX3 J& THi# , M CRP MIMEEMIFEEE P
(serum amyloid P component, SAP) & F/5&. A
FE PTX3 L F 3q25, 5% 3 MR F, dikd PTX3
FEHTHIETRARN s C i LR E B
LEHIR o PTX3 {9434k 41 970, f2 1 8 A Hfk
HBWFREZRAMEED , SA 381 NMEERTI,
AFE— RS WAERE 17 MEAERNES L
k', PTX3 HAMAR M N 3if C a5, 5
CRP [A] Y51 203 MR EEFRIKEE X BUAE N I, 5 SAP
VR f) 178 A~ 4 3 R Bk B IX R 7E C 3 * o PTX3
N 3 R B RR IR EE L SAP I CRP K, PR K i
PTX3, PTX3 ff C 3 X IR ARG B F Kl B X 5
#MA& Clq 58, HOARBER IR 24 BRI LS 28 7 %
B

BB 2R MY ( dendritic cell, DC) | BARL 1S
B P B B TR R B R A P A B I
MIZEAE RAE(5 5 (40 TNF-o IL-1B 55 B3 A W) 43
) (RICR B P A AR PTX3M SR R
TR AR BERE R B A BB SR E = % AR
HEE B IE R A KA B A0 NSRRI A - LA B = AR
PTX35 b, shibigu i A A i 3 1L B
AIE R PTX3., [RIAF: M B A AE 5 5 O ST APORE il
Bfsh, a4 A R BIR KRR . IR L.
IL-10 55 B A% B We 40 B 7 A= PTX3, T g £ 4 #
TNF-o U] 5] % o ¥ L 40 J B A7 4% 1 PTX3Y
CRP 1 SAP 7ERAERIW T H B8 b 40 e 7= A=, B 7™
A HJHEBEAR K PTX3, IEH AT, AL+ PTX3 K
TKPEAR, ERIE S ARG K A 15 min J5, M3
PTX3 F7K I G FHE ,24 h iKUE(E, T CRP [IE(E
W BLTE 48 h 5™, [k, PTX3 45y 2tk )=
HEH# CRP UK,

BRRAEA T51,IL-10 .y TR HEERE T
(transforming growth factor, TGF) 2,2 5 T PTX3

B A R AST . v THRE A IL-10 XF PTX3 fY 4 sl
EAFMPETEM y TR R 2 H PTX3
HIPE IR, T IL-10 34 K AR 205 (IL-18 S5
RYERBL® o 16 B AT RI¥ CRP 74 (B BE TS
T PTX3 Rik, MSh, ARG ERD 1. B
J£R T TR L4 B - v 4 4 7 R B R 38
AREFHE T PTX3 KRB, HUAIFEEZRMEGFES T
FrgiaRik PTX3, FHE 19 PTX3 7] i R 55 B 4
53 00 5 32 410 1) 4 B XL, 40 TL-10 1 TGF-B, M
BERECER W LART LU PTX3 [3R 3K - 78 AT 4E 2
JRLFIT PN B2 4R, B R BB i PTX3 7™ A 5 {H
16 DC FIE MR HM ] PTX3 B4R o SRAE
Vo508 o O A T «B 5 R R AR A PTX3
P A E B RIR B8 B BB AT I R &
BTk, AT SRS AR W & R o RA
Y5 TR B2 R LA D 4 B RAE VL, RG24 h [
N2 B RAEIR A B CRP ZKSFREAIS, T M 3¢ H PTX3
HKEEFR
2 PTX3 WAEMFIhEE
2.1 fRfEYiee  [EA R B LA ) A R A
RARBHRE —ERL, BB HR SR
o FAHEAE A ik R AMABOE B2, PTX3 fEEH
F B F L O A MR R I 4 SR 31 S A 1
YE o PTX3 fE R AR R Z 4K, 7T 5 240
W HERCARAnAMA Clq H B B 4E 4 A K 8 1 2
(fibroblast growth factor 2, FGF2) . H ER R ¥E 45 & &t
#£% (mannan binding lectin, MBL) 28454 | PTX3
& WA Clq, MAY 5 Rs & E
B Clq HZ5E 00 5, T80T £ B pMA 3 2, MBL
T R F RS SRS & PTX3 1 SAP, il T2 )
MBL-PTX3 &Yk 4E Clq, H4458 C3.C4 7EE
YIABE TR, TSR R ™ o eAh 2
wMEZ R RS, AT EF H 5 PTX3 454
J& VAR H AT C3b 78 JE T4 Hh i O E 8
58, AT B S et T AMA ™ o PTX3 ML B e
W ERSAREA(CIg Ml H BF) KgsaHiEE
BAER, A F T 8OE PTX3 B35 1 . PTX3
A R & FEAR A SEEE 1 40 M SR i kM A
TEHERPE R, S TTE R AR IED
55 oAt B AR {BL, PTX3 6B 5 9/ T- 40 B
gha , AT HI A T 40k DC g, 7EM T,



<424 - BE2RLER 2019 4E 2 H 45 25 45 3 W Medical Recapitulate, Feb. 2019, Vol. 25, No. 3

PTX3 RAURE S T- LA, i fEH 58] DC 43 WA 2
MBI . 4 P A9 PTX3 5 R4 TR T e 10
H PRI T , IR0 B W4 Bk B A R )
A, BT R T . I To4 M5 PTX3
BiEE , Was T Clq 5 PTX3 454 UK C3 ZE41H
FIE TR, 81 PTX3 ZE#MAN T 108 T- 40 B 75
B BN o 2440 B BOK B8 T, PTX3 R 51
K BRI PR A X 2%, K PTX3 F B F
PRI R AE 2514 T ARG B &N T 405
gt
2.2 PEATRAE  PTX3 @ad A AMABEOE , B
WA R A T 7= A o FE Bl R 50 B A o Bt Rk
PTX3 /AR {2 R [+ TNF-a 174 52 5
W . PTX3 @i SEM T P R BEEALS T
N RAET A0 M ZE 4R, ZEV) D IEH & & 2
EEEEMY . PTX3 of /] 895 Jo 5 P 408, 76 A
F/NEH, SO LB I A 18] PTX3 iGH %K, T3
Hh b 2 IR T R B A0 A B e O UL B
FTN, B H S gL R KB C3 R,
/PR A PTX3 i = 5.0 AL 5 B0 AL
AR TR AR SE Y . PTX3 MR RER 15 B M
PR HUR B, T DC A BERE 1 T &
BERIEFTER . ZEMPIRALEE S i Al v,
PTX3 3 23K S B AE O 3G I, FoAA fE R e I 45 BH.
H, BN S BT FEHS R GE
HEEREOT ,PTX3 Al R SR AME R WNEE
2.3 IMEEME  PTX3 BA M E W0 HA I JE T
M PRI I VR R, B TR 40 AR I3 T Y 3
frmFeis PTX3PY | 3% 3h v i 4% 48 % L7 PTX3
FIZKF- 2 = TR BRI BB RN, B2 RS
K &I, K& PTX3 F77E T sh o 1 4 R M8 3 1 I
BRI, FCGF2 fEA P AT 4 PTX3 & iR
Al FGF2 @ 5 ARG Z A EAER 15 F5E
RN B2 4 M B, 7= AR A MR B RS, 7E D) 0 A
B RAE B Bl ik ok A B AL 23 2 A R T BT AR I TR
B BhseEe SRR, PTX3 3 R AR /) B A8 5E
DX PR A I A % O A P9 B AR K R 32 4k 2 B B Ok
/b, 7N BRI i 5 IR ) 5 B 2 B R . R T,
PTX3 ELA 5 P K 20 e 8 5 9 75 488 20 DX 3 A I
BTGB I B P e B M P VE o
o , PTX3 7 3h Bk oA A Ak i i 1 3238,

TR B PKAE L 8 & 13K PTX3 /K- P e, B
K5 1 A B AR BE U ARSE M BBk PTX3
FER, 05 44 P R R R 0 A8 Y UL L ) 1 T
ok sz B, SRR L PY IR B A
T RNA 1 I 2R 48 H B A I 2 28 A0 984 1k 19
EAEH, JLH miR-150 A@E 6] PTX3 HyRik,
fRRE P9 B 240 38 B R B LA K% 0 o o A 9B
PTX3 5 RE 5 /5 M IS B X RIE T E
— .

3 PTX3 ZERUE MR PRIER

3.1 PTX3 5 728 AH M KRR

3.1.1 SLE SLE ZSMEHEHURBIE KA K B 4
B, AT = KBS [RIZE A Y B BB R T BOR , /M i
BRBEHTE M E P F 2 SLE i FERERE,
EI—FZRG% R B & RIS HERR, SLE I R
KA Z, BREEILKZ ZES. RYESTFE
SLE iy &t & RMBIEM . AKBEA 4 aetE
FE IR PTX3, HAERIERZS T 3% IL-1 B TNF-o FJH
Bk BT, EVER PTX3 35 SR £ 5 A E
A, T B0 Nk #5455 . SLE TEshiia], & kN
o TR WFRIBHG N, — 75 30 1l S0 J& i 284~ 4% 4
JiH PTX3 f 7= A, 55— J7 T AR #E 68 7 T H kL 4
Jfar iy PTX3 B o PTX3 KBRS  4
BRI B /N 18] IR X, AT B /N )RR A
PTX3 25 MAIR AR 1 0% 7T B2 SLE AR
KRB B E BR AR FAL ] o Tsmail 255452,
SLE & L3¢ PTX3 F7K-F i TR, I 7T 2 B
PORAIESNBE . LA, BT TEST PTX3 /MR, fR A
FEAE T 0 PTX3 ok, XMt A UE S T RE 'S
R, T B FE T 5250 /N B A7 B )0
Pt PTX3 HLiAFT GBRE T Fo F Bl AMARTE , A
T & ERIE. REFREEEANBFED
PTX3 ) B S5k, XFHURTERE SR TR EH
hHAREEAFER, MESERENEHMHH
S R HEIT PTX3 A 1 S50 14 aT fE X R 1
B RARTYER.

3.1.2 iR MERZ—H A L BERAE AR
FETEL 22 R G E 1) B B Rt s . RiEx 2
M RRNGRR P NLE R, 2 RIERSIKR
JBTRBIBK A, THe o Pz 40 M M 55 H0 44 ( antineu-
trophil cytoplasmic autoantibody, ANCA ) #H 5& 4 Ifil 2 48
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(ANCA-associated vasculitis, AAV) B T/MIE R, K
MR B 4 B AOE 5 I BE R A R IE A E I B
HIRASCE , (A I 2B RAEFEFS 5 2L P L B
HE AR, ENESERIEFES IL6
IXB ) S EARSE , TR B KR A I BE A E 22
By FIREN G, IR KR AAE H , PTX3
H N SR 38 LA = A . 2 R R B kR &
HIMH PTX3 /KT i A B e, JF s T 5
RO AR AR SR M I R o ki
L &1 47 P 2 P s 200 ) — R A P T T
TEALFR b P L 40 3 o BE B B & DNA UK &2 B Bt
JE B AR BRI AL DNA B 22 i IR 2544 SR 4l
RAROIREIR, AAV 585 v PR 40 B BB R ik
K& PTX3, ANCA AJ 53 1E % MR 40 A LA b ke
2 B &/ Y F  =XE R E AL K PTX3 BT
AN o FESHET AAV 3K I KR B AL
Fik PTX3, HARL IR . CRP B i 2 Ry
EALRIIROPRE Y o A oM, 7E AAV B B
B A T 5l PTX3 g &4k, ATIER] PTX3 &
—FPFi AL ANCA HitJ5, PR T 5t PTX3 HuiklE ey
BRI — BT R A AR S OB

3.1.3 RGMEREILAE  WRREEROR , R R
I LB AL AT 4E 40 2 RE R S-S 20 A 4A A
IR MA LRI E I EAF A FEREN A &
FPEEIA , I R J5) R SR 18 1 B2 R R
WHELF 4k . PTX3 5 FGF-2 456 GBI i AH BL A K
230 B ) 184 U FITBT A IL BT B, DT & #8470 1L 28 A
FOFER o PTX3 S AT LA 6 3 A= 1 5 T 1, 78
BARHFA MM S 5RTRIESZEE
A, EARBESSREEEIERKHEZE S
FHO b, RGEMERE A B H MTE PTX3 #
KV BEF I RE BRI B AR B, 32 R
JOk P9 B i AN AT 4 4 R PTX3 ik B,
BRI Y B IR L8 N B 40 ML, 2 5% ¢ PTX3 2
5 L% P B 40 B A s ], TR B B R R B
R 1 5 A AR B

3.2 PTX3 5P HEXIEHE

3.2.1 RA RURMBBERNTFEFENEHZ
ARG 5% BRI RIER , TR /N B RTTR
TR KRR H F MBI R IR E R E H 2 X
RA 5HAWRTT R RS IR . TETCAR A+

RETHEIE RA B 9 40 M % B, PTX3 R
ik, HABE®E TNF-o H IL-1 32 K45 5050 B i, (2
REBE v THER AN TCF-B M o 7628 MBI R4
L PULEEMHEBE A F37ER PTX3 {2
— PR R 4T 2 KR R K I FE . xR
1 A7 PR FIE X R B PR Y RA R8I 3% 3 5%
WP PTX3 MRIBHTIR K, KX H 7 H
PR AT b PTX3 7K 8.3 & T IILVE
BAPEE I R T SRR AR . HiA N,
RKATH P PTX3 Hy7KF-5 50 BTG shAH S, AT RUAE
R ER HAE bn 7 W, JU BT X 2 XU R 5 BH A )
RA AR R
3.2.2 HHERTH AHSTRE AU S
JA ST B 274 o Bl 4 28 M Rk R AE D e A 18
PR , 58 B B AR (ankylosing spondylitis , AS ) Ffl
BRIBRRRTTR 2 WHE T

AS B AR RATIE PR AR N B , R AR
R, S BB R E A 4L SR R AR B AR
Jifi WL SERTT AN L . WIBRR TR 2 —F 548
B8 9 5 VR 5% A 18 A A PR 0 , i PR 3R By 4 V8 o
BBEFFAEAR 57 R A B R 2 b o AR DA KB B
WEfig, #0 A H URREE G T R A (H) B R, E
BRI R T 400 5 s AL P, FERAEA R
SR TNF-o Hl—RIIBE MR, PTX3 Al5@E
SEOMMERTT RAER L. BFFEAIL, AS B MG
PTX3 [7KF-Fh i, HAIME g AS B I R MEds &
Yy (B BE R BB E B . Xt PTX3 A
BRHREZEMES AS 5 RIEH#THIF & B, PTX3
FL R 153816527 A1 1s3845978 v S F] g5 AS )&
HEARX), {B Nisihara 25 %t 81 1% HE 56 5 &
(BLFE 11 B4R JB W 2635 R A 70 i AS) B3 I 3¢
PTX3 {7K-F#ATHFR &K B, & L PTX3 (7K
TR R . BFFE R, PTX3 i/K-F S54R 8
HIPI T Bl 22 TEAE 56, X R 23R 97 B4R T8 i J8 3
TR & B, R I 3% 70 B R 20 B B SR W b PTX3
HIAE B N, S H AL F PO R f5 , BB
9o B A0 LT AE A | P B2 200 L % BRA 440 ML/ S e 4
fh A SR PTX3
3.3 PTX3 5HAMXIBHES N BRGNS E &
WD R B RE O EEAE R 4 5 AR
Wio RA SLE 2518 14 B ot 2 5 e B Bsi s
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Y LI R, SR 5 R R Y ) R Ok A T
BiAs R EEZHE . BRI R-ZE T «B 2K
L F- % F «B ZA4i% L F {4 (receptor acti-
vator of nuclear factor kB ligand , RANKL ) {5518 B £
TR AR BB R EERER. o
SRR, B IR TR A 8] 8 BT T 4 MU ZE (R Hh g5 = o4k
S BSE A B Ak PTX3, 3 H PTX3 5@ o 3 fn sl B
M RANKL (4= 55300 S0 B 40 M A6 1, UK PTX3
HEPJE RANKL 4 s ™ o B H oM e 5
HMHEERIE PTX3 [ & Z B FF7EAH M, 5 [ % Y 4
FREAHLL , B BUBAL 3 PTX3 3R 3k FH M B BB 4
FLBIT i 0 b B R . PTXB 1R — Rl 9B
R B 5, g AR 4 , X T =85 %
HHMETER S FILH R, BB Rk — 2
WE5E B,

4 N &

PTX3 BA ZF A Y26, EZ R & 1%
EARRBER, BET,PTX3 /RN —F B At R
iE R LTS A A5 W T B W 52 B ok 1 o 78 RIR 1 R
X ISR A (B T35 W PTX3 K MIBFR 458
MAGE—, —I Meta 7347 87, B B SRR+
PTX3 # I 35/ 1 3 7K - 85 F g R vt B4, 22
B G B A A AE PR B, ITLTE PTX3 B 7K F
R R BB s S B ERE, RS AT
WA T BOR , B B F ik — 2 PR . Hoh,
PTX3 B PRI RAE ST AR 1AL B B L
PE T 40 i 593805 1E T, (HBARHLHI R VR4 AR, 38
BN BIFESE , X SR 16T KR 1 5 3 B
M
S 30k
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