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[F5 & B8] Pentraxin 3 (PTX3) (350 280E, BIRBE(LIC W CHERKE 2> T 5 2 MRS
HEHTHS. IL-1°TNF-a 7% EDSIERFRIC G U TEEOMIEN S EEENL 2D, FRiE
RIEICBIRIC RIS T BIEEEE A SNTED, SMORIEE, B, HOAREREDRE Tt o
PTX3EENEIML T 5. 28T ) 7= b—7 A (SLE) I318MERAETED B SR B TH % D3,
il & O BIRBE(EAETT U T35 0 BRI LM DM TR IC KX 2962, MmN lﬂ Z T AW
Tl SLE B35 D 1M PTX3 JEFE & HIE U, PTX3ASLE DEEIGEIMEA KIS 2 A, 14 PTX3 IR
fild SLE 351 B B fiarba 3 K CHIEER Eqm Tk L BT 55, SLE $%0)m1 PTX3 RN
FIIRBE L DFRE 72 RG2S DWW TG LTz,
(345 & A53E] SLE (84 70 il 35 K U5 A\ 53 il & 0 #likifil 5 ml7z2 £REX L,  1fi#iE PTX3 ## £ %2 ELISA
ECHE Uz, SLE BREORGIRAT A, ffasbss, iR baRA -, 28iE~—75— (CRP, ESR),
SLE B~ — 71— (#ids-DNA#ifk, CH50) k“)b\“(ﬁ%g U7z, F7zSLE O EIEE MR MIC 13 SLE
disease activity index (SLEDAI), British isles lupus assessment group index (BILAG Index) % FI|fl L 7z.
BEM BRI L O A IESEIRT O —IC THERE L 7z.
(#5532 ]) SLE FR & B D M HE PTX3 S I (R RHHARE & ik U THEICEEZ R LTz (6.8 £ 9.4 ng/mL
vs 2.2 = 1.1 ng/mL, p < 0.001). SLE 3 0’ PTX3 2 /& (X SLEDAI, BILAG Index, A7 1A R
BEREEIEOHBEND D, MENEI/O LV BXUT7IVT I MEEIZADHEND - 7. Bifikki{t
B E & IFAHB R o 7z, SLEDAL RS iR OBl A s 0 T & B 8 PTX3 2 1 il
DSLE BHF 3G MRt EEL2G I 2NV EEZ SNz, Z 2 TR EDOH I TSLE
HBEZ I U T, Rt d o B 5 SLE 5 O M4 PTX3 R IR ekl N in DR H & g
LCHEEICEMEZ R LT (15.6 =194 ng/mL vs 5.0 + 3.8 ng/mL, p = 0.030). #ids-DNA Hi {4,
CH50f, A7 1A FiREEBXUCHY VIRETUADGIESEEICE G > T, MTESE#R D
BV R E 2 £ U 72 SLE (2 Tl PTX3 RSN FZHIC & o T, HIEMDEM T EAR L
Tl & 1% SLEDAI = 20 0 SLE #:75 13 SLEDAI < 200D 835 & [hiig U T I PTX3 JEEE A @b o 7z
(17.6 = 21.0 ng/mL vs 5.0 = 3.8 ng/mL, p=0.003).
(#E5m] SLE L& 1A PTX3 YR I3l A\ & Ll U CHEEICE D o fz. 18 PTX3 IR X SLE DR ETS
BIME AR D O, FRCRS PR A3 % SLE 35 THIIN L T\ /2. SLE DIl PTX3 i 13 5
HENME RS 2 Mg B~ — 1 — & L CaMEn RN RENT.

I3 Al R DR B TEE P2 KR L 7a WS &V 5.

il

F 7z,

Systemic lupus erythematosus disease activity

2H %Y 7 < F— 7 A (Systemic lupus
erythematosus: SLE) (& & & DR M2 S N 5 1B 1R
JEMED H ORISR TH S, SLE TRV — T ABRR
HiAX #1 #% % (Central nervous system: CNS) )L — 7" X
DX ICHEHEZHAREEDD 5 EETE, ERORIE
X — #1— T & % C-reactive protein (CRP) *°, SLE B
< — 77— @O $i double strand DNA (ds-DNA) Hifk,
AL 11965 PRKk244E3A23H (RERERKY)

index (SLEDAD & o Jo R EIEE MEFHILE & & 5 D
FHEEE D24 HE & 2 <, R TEE 2T %
WKIEARMETHB. ZDdEETH R g s
X — N —B X OMHARE D EEE 2 KM 5 — A —
DGR E N TV S

i 4R, )%'Fﬁ@xfk)iﬁi\’é‘%?—jj—&ibf
Pentraxin (PTX) 30 EH TN TV 5. PTXIE 2 M1
i 1 CTlong PTX & short PTXIC 0 ENT WS
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5 1Sl S B A AU 59 13 C - K PTX R A A > °C,
575 % 57 13 long PTXIC unrelated long N K Ui B X
A YW FEET ST & TH 5. CRPIEshort PTXIC
J& LT3 D, Interleukin-6 (IL-6) O HEIC K © AT
fah 5pEEE NS, — /5 PTX3(dlong PTXIC/E L T
0, Interleukin-1-® Tumor necrosis factor- a OFIi
IC K-> CTIMENEAMIRE, HEK ~7a7 77—, ik
AN, ARAEDEII /R & CRORICZORENFEI NS
W, IL-61TIESOSE I TLRE & A EFBED R0,
#€> TIL-6IC /i U THFNED 5 PEAE £ 1% Short PTX
ERZD, XY RFTORAEZ E BN RKT % f5EE
WK% RSN TV S, 72 PTX3d 5250 2,
R CEERBRIZH> TWE T ENHIEN
TWa. i U< F, e MEECEE, M RAERERED
Churg - Strauss £ (Churg-Strauss syndrome : CSS),
Wegener [AEFfiESE (Wegener’s granulomatosis : WG),
SEMEERZ 31 28 (Microscopic polyangiitis : MPA)
75 L HORBHEEORE TIEmAE PTX3 IREN LA L
THD, CSS, WG, MPA TIIIRETEHMEDIE R IO
PEEFREA D D >Y, BUiIERAE DI 4E PTXS JREE X5
BOEEE L ENH -2, v S ORI LTS —
Tk~ a7y —T LIiE N RS PTX3 Z ik
LT3 T RSN TV 2 DmMZEERS T
(I CRPEEE K 0 & 3R i PTX3 1AM E L,
FEREL T 56~ 8IEILINICE—7I3#9 5 7. 2t
VT AR ZEFEIERF D AT PTX3 YRE X Z DRDIECE T
WS BRI/ T ENHEMTENTNSY.

AWFZETUE (1) SLE S O1fi 4 PTX3 JRFE DR RS
k2 s d 2 (2) 1fndE PTX3 I & & fif 1% SLE £
B s ES X UCEEEDEM T4 & B
9 % (3) SLE (& DM PTX3 IREE D B IRk D2
[ 7 )™ 2 D3 s DWW THRGET L 7z,

NREFE

AW B ERA R IRBICKZRE N, £2TO
BEBIUCEBEADNOYEICXE AT+ —L ROV
Y N BT HEmME L.

1. WR

W5 18 DL EOAR N[FEE TR # & LGED 2
HTHTEERV. SLEEHEIT AU ) U FE5
IZ & % SLE 734D 12 b DTRETHHE D i 72 L, 2006 4
7HMS 2011 4F 7 H F CICH EERKEHERR O k2
Zi2d U UEABE LTz 83 70 5l 72 5 & U THijin &
WZe 11> Fe. BEWIRE U CRRGYER ) 7 < F Mk
B OER A 530 ES T2, R OZ RO,
2. BEBLUEEADSDIERINE

R EBRE B X CEE ANDHHRIEAND S Ol R
e, BApTR, &R, ERIC X 2 0T idiliNes
MHi%7z. SLE B35 &l N CFHm, 1M, ShlRBE O
IR POOE, OFEZE, IE%E) ORI & Sk

i

WLREIRE,  PHAR DA i
(L HEEEITBR ) IS DWW THER LTz, BEIEAIZNAR L
TW5, &L U= 140 mmHg, $A5RIIM
=90 mmHgDOF XS MEDH O & HIk Lz, HARKE
PRI ZRIC K B REPRIE Oz Wi E 2729, & L<IE
BEIRIE T OFIIHERED O L HIWr L7z, SLE &
B CIESLE DR M, ARERE (R7ua o RER G50
ARG E), X704 R2OVZEE, Al
BHOHEBICOWTEMERE LTz, SLE & L@ AT
HE L REZHE L TBody mass index ZHH L, %
EHF ORI M, PRaRIAImEZH0E LUz, BTl
SLE BE#EIRD HOGEEeE, CIRENES, 2, B

x®, BR, SRS (WIRER, OIS, ERE, HEIR,
Mg (B, U > SERiA, A ik Ei,

M/HRRAD), SRS R EIC OV T kR LTz,

3. FRARIMIRER & REIEE

WEENSA T+ —L ROty s THH
ZEfERFIC EDTA-2Na A O $RIME KA 5 ml 72 $7HL
U, 7% s 0508 (3,000 G X 1070 LTHIEE T
— 80°CIC{#f7 L7z, SLE H3& Tl [RIRFIC —fRER I AR
HLHML, HMERE, VB, "B O A,
M/IMREL, g2 L7 F=, iE7IVT I, REE
ZWE Uz, MygheE S 5 X O BEGE R i 72 R
378, #8aL AF7ua—)b, HDLaL AFa—)l, H
YERGRG, ZeBErEImpE, HbAlcZ#lE L7-. LDLaL
A 7Fa—)UElE, ¥#8al XA57ua—)b, HDLa L X7
oO—)b, HEREPSEE Uz, RIER—H—E LT
CRP & JRIMERTEREE 2 [E Uz, %72 SLE BI#EH
& L CHids-DNAFUA, IfiE#iAE (CH50), $ip 2
glycoprotein I ( B 2GPD $iifk, W—TA7>Fa7 7
Y M 2flE L.
4, SLEDEEESN MM

SLE O B IGE M2 5Tl 9 % f5i% & L C SLEDAL %=
SR LY. SLEDAIZHE S % 01, FWLNA,
FEREIR, AREEpenr GotEbass, RYERRER L),
FbsE, BEOpRERETs, Bm, MBS, mER,
BEEIZS, g, IRYLHE, IR, |EAK, BRIR, 35,
WHE, NS, MBS, DRSS, ARHAILE, $1
DNA fifkgEfE, 38°CLLEDFE, M/iwd, Hif
BRIgAD & DLE 24 THH OB 7258, Sk AL, Mt
A BHER U=, BERFTE 24 THH % 9D O [ Efiga i
DI THRIE10 MRS A S NI REN%T %, 12
SNBIEESOIEE C EICEADI N ENTED, Hifik
BhRE, - BREREEFE
455, MRS, FZIENZS, IEME R IE2 5, SEE
IROFEB L MFE X 1 SICE RSN TV S, 8D
AN 5 SLEDAIN 07 S G 72 L, SLEDAIAY1 ~
5k LBEOTEHIEH D, SLEDAIA6 ~ 10 5175 5
P DOEEIESD D, SLEDAIAY1L ~ 19 s/ 5 i8]
PEMEY, SLEDAI = 20 7% S IFFICTEEIEDN @ &
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EHRIN TS, F/z, SLEDAIAM10 L E7x 5 HYE,
20 S5 LR S EIEMDEM T HBAR EHETIE NS Y.
[AIkIC SLE O TG B 72 3t 9~ % $515 & U T British
isles lupus assessment group index (BILAG Index) % &}
F L™, BILAG Index 3 — 4 BHEIR & 7D Dl
ARIAZ (2R IIREIRZS, IMAPRNZs, e hs Ra e
JNZZ, Ol - B, S SNZS, BRZ, MRS
WK CTENTENTHEEEZ2HL, THE T & ICHHm
REE COIMAME L TL - B Em, 2 [H T,
31 EYL, 4 FHEHOWT L EZREL, FROE
JEEE, TRROREMICHEDINTH T IV — A-Elc/0H
L, BLAGHRRAa7Zh7dJ—A:9 B:3 C:1
D:0 E:0kULTARL.
5. CNSIV—T ADE2k

7 AY AR F LI X B neuropsychiatric
systemic lupus erythematosus (NPSLE) O #5748 ™ 1c
Ko THRAPRREREEIC K RSt fEF & T
SLE 572 CNS)L—T R eZWiLTz. 9kbb, #ft
SR & U TR PERERR 2, M Im s Ress, MidarEiefs,
SRy, HEENEEE (B, BREGE, SRR, RS
FEIR & UCRMERRIRRE, A20E, RRakbEs, 168
PR, FEMPREENZODERE L THIMT L 72.
6. Mg PTX 3:BIE

SLE 3 35 X U5 A D 14 PTX3 I £ 1% Perseus
Proteomics #EDHEF» ; Human Pentraxin3/TSG-14
ELISA System 7% F] \» T Manufacturer’s Instruction {C
PENHE LTz,
7. CNS)V— 7 AEEIEEHDAIE

CNS)L—T REHZH TIEPLY RV — LPHUADRG
RPE LY, BEROIL-6 BN % L@ SN
TWVW3Y, ZTTONSIV—TREHTMFEDOHY R
V—LPHUAZRIE L, §lRZzERENT & 78 Tl
IL-6 322 HlE Lz,
8. BRI T HREIC K S ENARFE L DFHE

SLE & TldBE— Ml & (Aplio MX : BZ AT ¢
Wy AT LA &, WiAR, F 7z i Prosound
II SSD-6500 7" 1@ s R &4k, HED) 2 HWV THEEH
Bk T O YN IR EE A 1A (mean intima-media
thickness: mean IMT) & 75— 7 %25l L 7z. mean
IMT X SAENARBRES 2 5 & 72 W 2 AT D KRS SAEN R 72 511
Utz W BEESAREmENEMO ST a—/E
ERIO—JEO2EMNLIKD, ZDRAKDIEH%Z max
IMT & UCRHIIL 72, max IMT GHAIE A O Y o1 R
CRAEM & HR D 1 em DA E TZNZNDOIMT Z5f
H U, max IMTZ% & & 723 5 D -1 {ii % mean IMT
& L7z, mean IMT > 1.0 mmZHlEDH O &7 L 7=,
WP B S AR IS Z 2 69 2 R RO
WERTT—0 LU, BSEBERD S NSEEIIR O BIZE
3 ZHPTT I — 7 DEMEMHR L.
9. T—EN—RER & FREHFHRET

BHEREMREGERID T — 2= ZER L Tz,
FREREFI RIS E Uz & T A TSLE BB & fa 5 oot g
HTmAREPTX3EEZ L LTz, £7z, SLEEE TIE
A% PTX3 I & O R IH H (24E~ — 71—, SLE
Fea~— A —, BIlREECEE R T2 L) & DR
HAEREAMICHmH U, SLEEHE LW A
B3 KU CNS)ILV— T X5 L CNSTEIR Z £ D 7m0
SLE #7450 [t #g, SLEDAlIC X b 77 % U 7zSLE 35
D e #% 12 13 Wilcoxon rank sum testd % > & Fisher’s
two-tailed exact test 7 F\ > CHigt L7z, SLE BHICH
% A PTX3 JE g & fth o1 H & DO FHE 13 Spearman
correlations THiET U7z, #AHILERICIE, SPSS 15.0 #%
3 7 b (SPSS, Inc., Chicago, IL, USA) % FHU /=

R

1. BELES

SLE BEFBXUBERBE R ZHEEANOETRZE
W Uiz, & alt s 72 SLE 823 70 5] & f 5 A 53 Bl
M O+ SD 44 £ 167% vs 43 = 107%, p = 0.872)
CME (e DB 1914 % vs 98.1 %, p=0.676) A
< F LTz, SLE &35 O R R 10 45 T
& o 7o, WHEHAINLE & PRaR I X CHEED
o te. il EE AT A EEREER (5.7%) KD
& SLE S5 B (27.1%) THEICED > 7z (p = 0.002).
F7z, BMIGSLE B&5 R CHER I D & G50 EmZ
RUTEDS, Wil & &1 BMIOFEAE R K Oy i i34
HEDFIPFANTH > 72 (23.3 £ 5.0 vs 20.9 + 2.5 kg/m?,
P =0.010). W, HEIRPE B K CHRZRLMEORIS
(D FH), BRI MR OREF D % )0 i
KIGEIERE T 2 HEEWEERE TR o .
2. SLEEEL@EEAICHITBMmEEPTX 3EE

SLE #2458 (n = 70) LA#HHE (n = 53) IC BT B4
O Ifi 5% PTX3 I i 7 X 112 75 9. SLE 3% BF o ifn 4%
PTX3 5 1X1.1 ~ 71.6 ng/mLIic 704 L, ¥+ SD
E6.8 £ 9.4 ng/mL, HRAE3.9 ng/mLTH->7. 7t
{6 5 BE O I 4% PTX3 8 13 0.7 ~ 7.1 ng/mLIC 77 i
L, P+ SDME 2.2 + 1.1 ng/mL, FH59{# 2.0 ng/mL
Td > 7. Mann-Whitney D UREIC X % &, SLE &
FOMAE PTX3 IR I3 EH N L R THEICE M- 2
(p < 0.001).
3. SLEEE|CHITZMmIEPTX 3 BELSLEEAEERH
UL S ENAREELBEEIEE & DR

SLE 8 70 T, 1% PTX3 i/ & SLE BAH#IEH 35
K UBIRMECBEEIE H & OB Z MRS Uz (£2). 1M
4 PTXS IR I3 B IR L B H O4F s, i+, BMI,
MmERRE (Fea L A57a—)b, HDLaL A 5a—/l,
LDLa L A7 ua—)b, ARG, Z2HEIRED Ik i,
HbAlcfl, FREEME & AHREMN o7z, F7z, MIEPTX3
BRI SEENIRT 3 — 12 X % mean IMT & AHEI AV 7% <,
SHER 75— 27 WFE(ELISLE BE & 7o — 7 hvix
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> 7= SLE H£:# T g PTX3 A& U T L A
WNixh o 7z (8 PTX3 2 6.5+ 6.4 ng/mLvs 7.5+
11.5 ng/mL, p=0.832). — /7 PTX3XIMliEN\NE/ 0
Y Ml (rho =— 0.498, p < 0.001) BXTIMiE 7 IV
2 Mili (rtho =— 0.357, p=0.002) & EOMHENBH D,
SLE ¥ 3G 8 M #542 ¢ & % SLEDAI (rho = 0.314, P

i

= 0.008), BILAG Index (rho = 0.438, P < 0.001)
(F£2, M2 LEOHBEND -z, FHMEHO L K=
Vo Yy WARE (rho = 0.244, p = 0.043) & Ifi % PTX3
B L IEOMBNH > 7=h, SLE B 70 iz 271
A FNIROE TG U256, 1 PTXS BEICH
HAEE - 7 (4 PTX3 B @ 5.5 £ 4.6 ng/mL vs

%= 1. SLE 235 L @ nfiR ooy =

SLE (n=70) @& A (n=53) P value
£ (R) 4416 (42)  43x10 (41) 0872
# (ZHEOEIE, %) 914 98.1 0.676
BRI (5 1010 (6) NA NA
IR#EEAME (mmHg) 12017 (116)  114=12 (115)  0.101
FESEHAME (mmHg) 7213 (72)  70£12(70)  0.384
Body mass index 23.3+50 (22.1) 20.9%25 (20.3) 0.010
ELE (%) 23.9 28.3 0.676
BIEHY (%) 27.1 5.7 0.002f
WERmHY (%) 5.7 38 0.479"
D IEFEOBEEE (%) 145 9.4 0579"
DIMERDORIEE (%) 17.2 34.0 0.052"
Bigiit %, HiEOH) 30.2 20.8 0.2917

ML SD (FRE) & 2 WISHE (%) 27779 .

NA: not applicable

T RER O LL#gIC 1Z Wilcoxon rank sum tests % U7z,
+EEIC 33U B E G D LI 1& Fisher’s two-tailed exact test

P<0.001

whitia

2Rz,
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E;
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5
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o
#®
8 30 R

20 | °

10 e,

o o285
: b lilii
SLE (n=70)
SE9+SD (shi{E) 6.8+9.4 (3.9)

BERE (n=53)
2.2%+1.1 (2.0)

Wilcoxon rank sum test was used.

1. SLE 83 L H RS F510 % M PTX3 IRIE D74 & Lk, fil < D1 PTX3 J#/%7% 59", SLE &# (n = 70) D1
PTX3 R N (n=53) & L THREIC @D - 72 (P < 0.00D).
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73+10.8ng/mL, p=0.897) (IXI3). FEwmiAR, ZIE
< —71— (CRP, FRIMERILFSHE), $1ds-DNAHUAL,
CH50 fii, FIfmERE, vV > /SEREL, mvVREL, I 2~
L7 F = AMAEZHBENA S NZD 5 .

SLEDALIZFRRFT R 24 HEH OGN L RHE NS &
DT, RENBMEER LICEAFDFINENTVEH,
TR T B PR AP R (I B AU O, I PTXS RS
& SLEDALIC (FHIBINNH > T=C & h 5, PTX3EED
O SLE B35 I3RS rheh i be 2 A9 2 nlaEMED & <,
PREBTRENE S BV O TR RV EHERI S Nz,
4, SLE BE THEHZEZTOEEICK SMMEEPTX3
TEE DB

Kt a2 R J-SLE B F 124 &, 3Rk
o 1258 Bl T PTX3 I 2 b U7z (X 4).
PR R RS S 0 B B SLE H3#5 0 1 4% PTX3 J2 & (F
15.6 = 19.4 ng/mL, 9 12.7 ng/mL) &, 5
FR B E DY im0 BRSO I PTXS JE B (B9 5.0 + 3.8

ng/mL, HHRAE 3.7 ng/mL) IR THEICEN > 72
(p=0.030). Fiin, FEHNIARM, MmE, BMI, ZEZHEKF
kg, HbAlc, IMiE7 L7 F = IS B T
otz (K3). fBal A7a—)LEIDLaL A7 a—
JUAE RS St fe 22 D 7 O SLE SR O /i E D B %
BEXO @D > e WREEORIPANTH > 7z #eh
PhEERE 2D & % SLE #8 TlEBsEE D/ SLE S & Lt
LU TmE7 IV 7 2 AEMMEL (3.0 +£0.7vs 3.5+ 0.7
mg/dL, p=0.023), % CRPIEEIImEmA >z (22 +
31vs 0.7+ 1.2mg/dL, p=0.048). ¥z, HE#EIX
T ol DD, FEMMiEET DD % SLE 45 Tl
1 > SERE (695 + 498 vs 989 + 651/pL, p = 0.079),
MENESZ T E 2 HE (103 £22vs 11.5+ 2.0 g/dl,
p=0.077), IfivIMEk (164 £ 97 vs 222 + 83 X 10*/pL,
p = 0.056) DMEWEFIZ /R L, FRIMERYLFREE (73 +
41 vs 53 + 40 mm/hr, p = 0.075) X & WMEAIDH 5
N7z, Pids-DNAFIfAMM, CH50MEH, AT HA Rik5

X 2. SLE HBFIC BT A 18E PTX3 I & Z DD IEH & OFHEE

Correlation

SHIlEE coefficient P values
General characteristics
FH 0.058 0.634
I fEHA M E 0.032 0.793
RERHAME -0.168 0.169
Body mass index -0.183 0.133
Disease characteristics
FEiREE -0.090 0.458
#1 ds-DNA Hidk 0.105 0.385
CH50 -0.185 0.128
SLEDAI 0.314 0.008
BILAG Index 0.438 <0.001
Treatment
EMBOTUR=Y OV HRE 0.244 0.043
Laboratory results
=ik -0.015 0.904
)2 INBREL -0.156 0.200
ANESOEVE -0.498 <0.001
mn/hiREk -0.139 0.251
mEFEILF7F=> 0.023 0.847
MmE7ILTZY -0.357 0.002
#aLzFo—)L 0.001 0.993
HOL aLxFa—jL -0.090 0.509
LDL aLxFo—iL 0.066 0.621
kAR 0.238 0.062
TR EE -0.079 0.529
HbA1c 0.146 0.238
PRER -0.065 0.593
Inflammatory markers
IR M0 BR L R R 0.211 0.079
CRP 0.175 0.147
Carotid atherosclerosis
mean IMT -0.076 0.558

SLEE#H I 517 % M AEPTX3 i & & Mt D IHH & D A B 79 A7 i &

Spearman’s rank correlation coefficient 7 f\ 7z
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B P VIEEHUAD TS (3l A R A
a7z, SLEDALG K theiitfi D H % SLE &
BOFIMNEEDITNVEEXD EH -7 (203 83 vs
77+6.1, p<0.001). %7z, BERETE/ZSLE
BETHID 5 BRGRR RS O H % SLE 45 9 il D
T TL- 6 T | 3RS b R e 22 0D 72\ Y SLE £8 2 8 5 & LE

i

BLEZ R TV EEZIZ TN -z (4084 +
1200.6 vs 36.8 + 85.5 ng/mL, p = 0.541). % /=5[],
SLE #3570 5l 5 £ 23 B THLY RV — L P Hiikz il
B LTz, KSRtk - 72 SLE & 11 il 5 41 ©
PLU RV — LPHUAD G2 o 72, — 7, Rfhihiths
FHDIROSLE BE TR 1260 55 TH Y RV —LPHL

50.00 =

40.00 =

MmIEPTXIEBE (ng/mL)

20.00 =

0.00 =

PTX3 = 0.75+0.55 X BILAG
R-Square = 0.30

Linear Regrassion

T T
20.00 30.00

BILAG

2. SLE {3 70| BILAG & ifi 4 PTX3 2 D BIfRZ 7R L 7ciiIX. i PTX3 21 & BILAG 3 A B AHRE 2 788 7z (FHIEY

%55 0.438, P < 0.001).

#
P=0.897
50.00 = J U
-
£
S~
od
= 0.00 55+4.6 7.3+10.8
o (hfE 3.9) (v fi 3.8)
I
$2 #
o
8 oo .
E 5 e
.00 = i i
%L (n=20) Y (n=50)
ATARAFAAR

Wilcoxon rank sum test was used.

3. SLE #i#Z 70 I T AT T+ RNIROA#EIC X D 1 PTX3 ) % ik, SLE 823 70 172 2711 R NARO A #E T Lhiig
U758, MR PTX3IMEICAE A 137 h - 7o (M PTX3 14 © 5.5+ 4.6 ng/mLvs 7.3 +10.8 ng/mL, p=0.897).



BTV 7 b =T ABHFICHT B M4 Pentraxin 3 YD T25

WEEETH O, HupEEOERTHY AV — L4
P HiADRGMEHEIC 2137 - 7z (41.7% vs 45.5%,
p=1.000).

—J7, W—T ABROEMTE MFE PTX3 B~ bt
B UTHIM, W—TAERKDEH % SLE £ (n = 21)
D IMmAE PTX3 1A (CEE5{E £ SD : 5.30 = 4.67 ng/mlL,
FH YL E : 3.69 ng/mL) & )V— T ABF K D5 WSLE H
# (n=49) OPTX3 E/E (FiafEi 4 SD : 7.43 £+ 10.49
ng/mL, WUE :3.94 ng/mL) ICHEA T B>
(p=10.675).

5. RHEREEEE LISLEEE 126055

Fs ks 22 A & - 72 SLE R 12 Il O 24l 2 5 4
WCRT. MR BEAS 35 K OS2 52 U 72 SLE i}
H T PTX3 EENZIHIC @l Z /R LT\ iz, K
Wt B B 28 D #2352 45] (No.7, No.9) Tld#ids-DNA
PG E, KAARIE, #ER IL-6 IRz iR 7.
R fei 5 2 52 U 72 35 2 61 (No.11, No.12) Tid it
ds-DNAFUADBEMET, 161 (No.11) 1X 56K IL-6 JR1E
¥, 1V RV —LPHUARETH > 72, &5 141
(No.12) Tl M4 PTX3 2 JEAH171.58 ng/mL & FHHIC
L Chizicehhrb b g, Bk IL-6 EEORM
L, LU RY = LPHUAB M o Tz, i s
R UTHEE 3 W (No.2, No.3, No.5) DIfiifE PTX3 4
X2 ~4ng/mLEBMMNZ U -7 WINndHhi
ds-DNA$UARZET, 3FIH 2 filidHty >~ REE AR
MTHho Tz, BEERIRER 2 L EHE 64 (No.,
No.4, No.6, No.8, No.10, No.11) O ifi#% PTX3 &g

BHER T—EDMEMIEH B NED > Tz, 64d 3H]T
1341 ds-DNA FifAD 5 T 6 51l 4 BN ARA A IfILE 72 32
Wiz o, Bk EBREUT & 725 61T L3 Bk TL-6 g
IC—EDMEMMNEL, 66IH 465 THY RV —LPHL
AT - 7z
6. EFECEMFEAREFREINSSLE BEDME
PTX 3:EE

SLEDAIAY20 DA O SLE #2513 EIE CEM T EAR
ETHlENG T &S, SLEDAI < 20057 (n=60)
& SLEDAI = 20D #:# (n = 10) D2 FHIT DU T I b
PTX3 72 b U7z (K15). SLEDAI =20 Tdh - 7z
SLE 75 D14 PTX3 J2)E X SLEDAI < 20 DHEH & [t
LU CTHERICEMEZ /R LUz (PTX3EE  17.6 £ 21.0
[Frofi 10.3] ng/mL vs 5.0 & 3.8 [F154E 3.6] ng/mL,
p=0.003). & 5ICSLE {45 70 {41 ¢ SLEDAL % & hil{k
U Cin#E PTX3 & Lk U 72835 T %, SLEDAI =
20 D SLE FEHERHIMORE & b T ImAE PTX3 JRE D
PHIC @72 s LTz (X16). E7zSLEDAIL = 20 D i
BRI SLEDAL < 20D BHRE L LLEg L T, i 7 L
7 F=>(0.7£06 vs 0.8+ 0.3 mg/dL, p=0.011), 7
M ER VL3 2 (52 + 41 vs 75 & 36 mm/hr, p = 0.047),
CRP (0.8 1.2 vs 28 £ 34 mg/dL, p=0.038) » & <,
ANEZBTY Y (A15+20vs 99 +20 g/dL, p=0.030),
M7 IV 73> (354107 vs 27 +£08, p=0.004) F1&
Mo fo. i, FEWHEIR, U 2SERE, /i,
PSL MR R REE CTHE R R o .
7. MEEPTX3BELRARTOA FIREE L DEE

80

P=0.030
1
70 ¢
_. 60
=
=
£ 50
"
% w0
>
&
g 30 A\
20 ¢
.’ - 0,’
10 .’:,, ¢
o %00,
O il
FEaRREELL (n=58) REaaREEHY (n=12)
5.0+3.8 (3.7) E#£SD (FhgfE) 15.6+19.4 (12.7)

Wilcoxon rank sum test was used.

4. SLE 83 TR E DA & 2 ME PTX3 JRIE D LLEL. 84 D ififE PTX3 #7259, KRt D dH % SLE
£ (n=12) OMFEPTX3IREX, FrhiFRE DR OSLE 8% (n=>58) L HiE L THEICEN > 7z (P =0.030).
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Alalkat U 7z SLE £ ¢l i sE PTX3 & 1 SLE
13 U IESLE RIS 28 LTATHA R
BESSZX T a4 ROV REER it LIz EBENZ .
MAEPTX3IEE L IRBICE Lz AT a1 Rig KI5
mIEAELHEND - 72 (p <0.00D). £z, A7 01
A RV A2 fifif7 L 72 SLE 2% (n = 13) O if#E
PTX3 4 CEYfiEi+ SD : 14.8 +18.9 ng/mL, FUfi
6.8 ng/mL) 1Z AT 041 RIOVAEEEITDENM -T2
SLE #:#& (n = 57) OPTX3 I CFE{E+ SD : 5.0 £
3.7 ng/mL, WU : 3.7 ng/mL) & RN THEICH
o7z (p=0.006).

z =

PTX3IZ A TE DD, DAY R DGR
PRER, B R YE VS B E ¥ 7 & O BGLE, B

i

ffiv < FIRCSS, WG, MPAY7x & o I i 45,
BUEEREYRETHENT 2 ENMENTVS.
Yamasaki 5'?1C k% &, HARANDOHEEZKZSE THE
MR, BWRRERRT, BEUREBE 2R LT21,749%
CEYg4FE 59.6 £ 11.45%, S 818%4, 21 93144)
DY 1A PTX3 % 13 2.00 ng/mL (95 % {3 5 X [
1.95-2.04) Tholz. £z, hEOITHHEEX D &1l
HEPTX3 IR X b o 7o CEEMmAE PTX3 2% @ 2.12vs
1.87 ng/mL). S EIFH L DIMIEPTX3ZHET 5728
IAHi ] U 72 PTX3 ELISA S b Ef 5 DS W 7285, &
U THD. LG Uizfds ABED53 %524
W M C, i A PTXS i 2 1 15 2.2 £ 1.1 ng/mL
(Hp {8 2.0 ng/mL) T & O, Yamasakib O fiH A
T—ZEIFIIMAETH - Tz,

SLE# # OPTX3E EIC B I % B & T i,

& 3. SLE & TR piRERRE D7 HEIC & 2 HEig

FEfRFREIE Sl (n=58)

RS HY (n=12)  PfE

FH(E) 43+15(42) 4518 (36) 0917
R ) 1010 (6) T£7 (4) 0.188
U i FE (mmHg) 12017 (116) 12020 (110) 0.614
$EEEHA M FE (mmHg) 7112 (72) 7115 (69) 0.787
BMI (kg/m2) 245 (23) 213 (21) 0.249
BmnEkE (/pl) 5856-:2690 (5320) 45322025 (4700) 0.117
Yo XERER (/pl) 989651 (779) 695498 (560) 0.079
~ATSOEY (g/d) 11520 (11.7) 10.3+£2.2 (10.8) 0.077
RS (/pl) 22283 (216) 16497 (156) 0.056
HLFF=2(mg/dL) 0.70.6 (0.6) 0.6=:0.4 (0.5) 0.288
FILT=(mg/dL) 35+0.7 (3.7) 3.0=0.7 (3.1) 0.023
#aL2570—)L(mg/dL) 20056 (189) 17166 (169) 0.047
HDLaL R F0—)L (mg/dL) 5528 (52) 5423 (53) 0.899
LDLaL A Fa—jL(mg/dL) 12343 (116) 9448 (82) 0.024
R (me/dL) 16183 (138) 15636 (148) 0587
ZEREE MAE (me/dL) 10547 (93) 9122 (82) 0.297
HbATc (%) 5.220.7 (5.1) 52206 (5.1) 0.958
ESR(mm/hr) 5240 (41) 73+41(69) 0.075
CRP(mg/dL) 0.7%£1.2 (0.2) 2.2+3.1(0.7) 0.048
PTX3 (ng/mL) 50338 (3.7) 15.6£19.4 (12.7) 0.030
Hids-DNAFif& (IU/mL) 69102 (17) 8592300 (50) 0.156
CH50 (U/mL) 2911 (29) 3249 (30) 0.395
18 2GP! HitkatE (%) 125 0 0.338"
LABSHE (%) 16.7 16.7 1.000
SLEDAI 7.7£6.1(6.5) 20.3%8.3(21.0) <0.001
S5l B OPSLARE (mg/B) 11.6£13.7 (7.5) 16.1£20.7 (8.0) 0.884

FEfE £ SD (FRAiE) & 2 WIHHIE (%) 2779 .

R D LI 1d Wilcoxon rank sum tests % F 7z,

THIERC 350 2 E|E D LElZIC I& Fisher ’s two-tailed exact test# FU /.
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Fazzini 5 * H¥SLE 1% 28 il (BB 6 4, £t 22 4),
Hollan 5 *” ) SLE #2353 {5l T 1L 0 PTX3 i 7 il
LT\ 5. Fazzini 5D U7z SLE $#£35 28 il D ifi i
PTX3 J4f£13 0.38 = 0.50 ng/mL &, {@H % (n = 59)
™ 1.00 + 0.47 ng/mL & kR TEMEZ R L TV C
DSLEEHZ DS =2 H 5 &, 280 1261 (42.8 %)

H 51

de s
H R

&K 4. KPPl E D & % SLE 5 D

T27

l& SLEDAI = 0 DR BTG EN B WEE TH o 72 h,
T Wkt UT=SLE SB35 37041 LSl <, 2o
35 BAflDH (5.7%) MNSLEDAI = 0CH - 7=, FL
Mg T3 7 < MAEDOPTX3 B ZJIE L TWB D TH
5OFER L EHEIET % C LI TERV. KWL T
A LUELISATy MZBWTIigZzH Lz5a, 1

R m#EPTX3 A6
NPSLE = #idsDNA  $HidsDNA Bk RURY— RUVIEE PSLIZE &
g YR NPSLE BE CRP CH501{E BE SLEDAI
==
BE ) ) ke itk i (pg/mL) LPHLE itk (mg/H)
1 57 F 24 0OBS 1.104 <0.1 <10 fEtE 31.4 L 28 et (=453 11 30
2 30 F 3 CVD 2529 24 116 (=13 385 L ND ND [-1i3 15 5
3 34 F 10 CVD 2913 0.34 179 [C1k3 12 HY ND (=X (=X 26 0
4 35 F 8 0BS 3937 0.12 <10 [EE 47.4 L 2.1 [C1id [EXEd 16 175
5 43 F 01 CVD 4,062 0.16 106 [=1x3 287 HY 28 (=453 (2113 25 0
6 36 F 45 0OBS 11.082 <0.1 47 [ 1k3 416 L ND (=X (=X 10 50
7 68 M 0.1 transverse myelitis 14.386 2.56 8000 B 27.4 Hy 10.7 BiE (43 27 0
8 73 F 2 0BS 15.205 8.43 1720 B 314 L 7 (23 =4k 36 0
9 26 F 0.1 transverse myelitis 15.288 1.02 44 B 29.9 Hy 3610 fEtE fEtE 9 0
10 36 F 14 0OBS 16.528 25 53 [C1i3 30.6 L 12.3 [Z1i:3 (=X 19 11
11 74 M 025 OBS, Psychosis 28.95 0.22 <10 [EX 303 L 25 (2153 (=453 27 60
12 31 M 13 Psychosis 71.58 8.6 <10 [EXE 29 ®HY 2.8 (=1 (=33 23 20
NPSLE: neuropsychiatric systemic lupus erythematosus
OBS: organic brain syndrome
CVD: cerebrovascular diseases
SLEDALI: Systemic lupus erythematosus disease activity index
P =0.003
60.00 =
~
—
£
~N
a0
I=
4
'H'l( 40.00=
ﬂlﬁ 17.6+21.0 (10.3)
'~
(32}
>
|_
[a
ﬁ 20.00™
H 5.0+3.8(3.6)
0.00™
] T
SLEDAI<20 SLEDAI=20
(n = 60) (n=10)

Wilcoxon rank sum test was used.

5. SLEDAI = 20 (&jiE, 4 THARR) OSLE 3 (n = 10) & SLEDAI < 20D SLE % (n = 60) D i PTX3 R
bt SLEDAI = 20D SLE [ I 350 % I 4% PTX3 2 & (P14 © 17.6 = 21.0 ng/mL, H1R{H : 10.3 ng/mL) (3,
SLEDAI < 20D SLE {3 CFfH : 5.0 £ 3.8 ng/mL, HIE : 3.6 ng/mL) & [ L THEICH A > 72 (P=0.003).
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50.00 =

40.00 =

20.00 =

MmEEPTXIREE (ng/mL)

0.00 =

0 1~5
(n=4) (n=23)

¥ +#*
== ; —
s

SLEDAI

T
11~19 >20
(n=15) (n=10)

B 6. SLE 7 70 {5 SLEDAIZ JE ik U C M 4% PTX3 /4 % ek,  SLEDAI = 200D SLE S fFHE At & PRt U e PTX3 2

JEMEINC w2 R Uz,

HEPTXSBEIXIXSDENDH D, [F—MIATHIEL
BEIC HBEN M > T2, Perseus Proteomics #t D1t
FREICHBWWTC, EDTA-2NafRIE ¢1% 5 Nz itz (i
HI 2 EMHERINTED, ~N VRINE TES
Nz X CIE X I EfER PTX3ENS S NAR WV
DOHAVZ T ENTERVELHEINTVS. METIE
We7x PTX3 fE 215 5 NG W RIS DWW TR D 7AW
7, EDTA-2NafRiE CE SNz miETIE s o L
% L— b Ui EE 23 L, ~28Y ERINE T15
ENIMETIE e v B ASER UENLUEO B %
FHE L, MmiFdE RIS REE THITT 5. T Dk
B SLD I K D PTX3 0 I S D8 7% 5 Z 7=
AffEME, & U <IZEDTA-2NafRIE Tl by 7 L
FL—FEN5 &Ik DHABRENTDOPTX3 FEEM
NN B DS Z SNZAREMER EMNEZ NS,

2 [al O ¥ &F C ifiL 4 PTX3 i 5 & SLEDALE & O
BILAG Index|CHIBAD B o Tz &5, LD EDE
SLE 855 (& PR iy = SR VG B R DY & A > 72 O T afn 8
PTX3EEMNMEE NI D EEZ R LI EEAD
N5. iz, MHEPTX3 L IXSLEDAL/ZF Tld/a< &
i, &7V I UE, LRV rAikEs &3
HMNH - Tz, —75, $ids-DNA il & O CH50 il
EFMHBEMN R L, PTX3E T NS REHKRDSLE BE < —
F1— MR I U750 K 5 72 SLE J35 T & JE RS H)
PEOFHMICA AR REMN D 5.

SLE O F5 it b 1 A M AR T b 2 DIk, I

MRI, FEfMReE CHRE 2RO WMIIEH D, £/ZSLE
IR RINAIERRFTRE RN T e 5, ZWH
THEOBNDN AW EEERAL L H 5.
F 7z, SLEDOREVEHIMEIRIE L TN TV 5 H1ds-DNA
PUAS M7 w A Al, RIE~— 1 —o0Ifnis CRP fii/x &
EENT ULEMHBELUAEWTIEIRDHE, T 5.
BB E AT 0 A RIEOHR G I B9 2 eIk
(A7 a4 REHE) & ORI & #EL <, ERGHED S
BAEMNTHIM L THRIBICSAHE DT H2W. Kk
FEEFE DD % SLE TIE B OIL-6 D LA U2k
ICER EIREZNTOB RN, e b S0 e i
BHER TOLBERIL-6 J2E X R T 2728, BT
IL-6 JEEEEZ T THWT 2 2 LIXTERV. 4
VRV —LPHUAIZSLE BED1EITHME LD, K
FUARGE B35 (3R B IS BN PR DY i < RS f b e 1
FREBLRTWVEVDNTWS®, LML, kEudhrikE
EOWHERHINT LE MEFOHY RV —LPHUAD
ERIPAHAENTNCEDHD, FFEMEIRD U E
LTEHMY RV —LPHADEE NS H 5.
L ORI, Kkt N % SLE B35 TRk
IL-6 JERE &G & 51 R Y — LP HUAGE DO 53 5
niz#&, Eboh—AHRIANEE, EB5EAH5
NI Te BN T—E DM IR > o, R g
b D 3 % SLE & O IfiE PTX3 JEEICIZIE 5D EN
Hotzrod, 124+ 74 (68.3%) T10 ng/mL L, I
DOEEEEZ R LU TW ]z, FHCRWTMES SR K TR
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fhfEE & 5 U 72 SLE BB 0 PTX3 I @h - 7z
M, M1 5 D SLE H45 O 1 #E PTX3 3 138G i
REFEDZWSLE BE L ED D T ot £z,
RS E O M TSLE B35 2 Lhlg U 725810, Ko
MRS EMNDH % SLE 4 D SLEDALI & h - 72h8, $1

2704 REGRIEHAMICHERZId R o /.
SLE 45 665 A7 20 B U CTHE LT THIIA 772 f6
& U7z Abu-Shakra 5 "’ D#HIC & % &, SLEDAIAY20
MO SLE #1320 sk D 85 & XTI T Y
A2 fGe@mholz. EIENDEMTHAR & HEH
TN % SLEDAILAY 20 150 F D SLE #3501 % PTX3
J& & SLEDAIAS 20 siATi D 8BH & R THEIC &l %
R UTe. DUE & O il PTXS 13 RS 2 i d %
R—A—C LTHEHEEZ BN

SLE {55 Tld A PTX3 IR AR < 72 5 1% E16HEIC
W BHA704 RENZLAD, X704 RIVVAE
EEMTLIBREEZ > . Doni 5% OHEIC X %
&, ZvaalFaL RigdEmndie(xrar r—,
REIRHINED DPTX3 FEAEZHE L, IBEMmasHilg Giri
LEMI, M N RN OPTX3 e R E L. 77,
BEHETRICTFIAZY > 1mg (L R=Vno
10 mg) 5 LIz A, Ifid PTX3 EEA 2.2 +
0.7 ng/mL» 5 5.0 + 1.6 ng/mL (p = 0.007) IZ¥4hn
U7z, B4 O#ETCSLE 45 O I PTX3 2 E & Gl
HO7'L R=vayWiR&EICIEOHEZZEDIZT &h
5, X784 ROIMAEPTX3IEE D FRICEER LI
LIZAHEME L BETEARV. LA LATEA RELR
NEZVGEIIRAERORATH O, ZDlzodicimiiE
PTX3IREN LR LIEEEEZONS. AWIFICHEW
TSLE HF TAT 1A FNIRDOA IS X D 1 PTX3
MR s U 7ehS, A7 a4 RIWIRD 75 b - 7220 4
DI PTX3 1 A7 11 RNARD B - 72 50 il 1fit
FRPTXSEE L AEA R ->72 (P=0.897). 51,
A7 A RNIRM - 72 SLE 83 20 il ¢, ififE
PTX3 i & BILAGIC 8O IED BN H - 7z (rho =
0.702, p=0.00D). M A5, SLEEHICIT S M
PTX3IEE T AT O FOFELD &R T KT %
LEZ LN

SLE 2% Tl B ARBE LML O W DR L JET
gL, FEEGHPEVEROUEDEEZI LN
TV, SLE &I B 2.0 EDOFEIE Y A7
B—ANLID5 45T, 35~ 44 7% D SLE £54E Lotk ¢ ld
ZDOV AT M0 5N 5%, FSLEBE T
IEAEME B IR (C O IR AL SHB RfE (L 2 H T
LZHENE L, UM EFEERD SEARBE LD EIT L
TW3 %, SLE & CHIIRM L AET LTV % EA
DUEDELT, BMEZET ZHENEVERE S
NTHEH®, FWAOWMEFITL SLE BF 3 f@H o EEt L
e U CamEZ a9 25EM &> 7. LM LSLE

B TR OB IRTEAL & 4 K]+ T & % Framingham
Heart Study risk factors 2 fifi i(E. L C & OV i BEZE D FEhiE
U A7 (FExHERE 10), d#RERICK25ETDY
227 CRHRHERRE 17) 13 JF SLE %Hg & g U T »,
SLEIC 33 % Bl b MO i s O BE & @i o &
I 75 i ML O fE R IR 7721 TR T & 2w, &)
IREE(E DL BGEFE Tld, MmN EEZS28 e LT
P LTz 2Bk~ 70 7 7 — U7k & DO SRNE MM
fak, YA hAY, TEAAY, BEDTTEVST
RIEMEAT 4 T—2 =G LTTIT— 7 ZEK
%%, BIIREE(LIE K D5 — BB © & % I PN iz b e
I, EESROIEBHIADIE LD G & /R
INTVB. BIERIER S HH 2 R & 9% SLE
WENAREE(L DM RE B L TH D SLETH ST L H
EDFARBE(ED ) X7 L EZZ 5NTWVWS ™™, PTX3
FIMEORIEIREEZ BT 2 — 1 —IC%5 &%
Z56NTHL, MIRE(CHE TRBEMICHELTVSY.
SO REZE 72 FERE R I I A PTXS SR IE 2udIc E5
L, PHOEEICE RS, £72PTX313Clq 55

7R b= ARMADTEMEALICE B G L T2 LS
INTWEY. PTX3HuEE, RE, BIREE{EOWVTh
ICEGLTWE T D, BIERIENED B A
BT H % SLE B O I8 PTXS DY B IR BE (b 7 S ik
I B FEt Uz, U USLE 83 o M4 PTX3 J2E 1
SERT O—IC X 2 7 F— 7 OFEE X USEHR IMT
ERAEMN R o T, T T BRI AL fE BRIA T O I i HE
HRESOMMBERE R, mimE, AW, hnis & & B
inh o Tz, AWFZEIE cross-sectional study TdH % 728,
I %% PTX3 IR m il 2 7R U 72 R CEIIRE L AV
TBM, HENIOHEIEZIIET 2V AT DB Enm
ICOWTIRSHRIEN L TR 208D H 5.

& EE

SLE & D1 PTX3 IR IS H AN L i L THE
I o fz. SLE FBE O 14 PTX3 I BTGB
EHBEN D - Tz, T HICK iR EDH % SLE TH
fE7Z2 R Uz, i PTX3 R & SLE OB iH 8 M & &
JEE R KT 2~ —h—& UCHMAREND S .
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