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Summary ;. Urinary levels of crosslinked fibrin degradation products(XLFbDP)in
children with various renal diseases were measured by enzyme-linked immunosorbent assay
(ELISA)using monoclonal antibodies, which were essentially monospecific for human
D-dimer and other XLFbDP. The majority of the children with minimal change nephrotic
syndrome or focal segmental glomerulosclerosis showed mild to moderately increased
levels of fibrinogen degradation products(FgDP), but no excretion of XLFbDP. On the
other hand, urinary excretion of XLFbDP was found in 35 of 100 patients with some type
of proliferative glomerulonephritis, such as acute glomerulonephritis, membranoprolifer-
ative glomerulonephritis, rapidly progressive glomerulonephritis, lupus nephritis, purpura
nephritis or IgA nephropathy, or in those with hemolytic uremic syndrome. Furthermore,
in IgA nephropathy, significantly higher levels of urinary XLFbDP were found in patients
with highly active proliferative lesions in their histology. Although the urinary XLFbDP
levels did not correlate with the degree of intraglomerular fibrin deposits, measurement of
urinary XLFbDP may provide a useful marker for active.glomerular lesions such as
crescents in pediatric nephritis.
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BRO—DTHBFIAIVIET 4 TV ) =V HB
BErbrvEVYRID 74TV vES = BB ED y
PERE XM RFID7erY) vr LeRELT + 7
) vERESEL, WENLEX, Y, D, Evs sy
b7 & D FgDP 24U, & 2251k X0, Y’ 0 early prod-
uct ¥ ECHREPEDdimer LEY 7 7 AV + D
FbDP 23 B & 1 52920, FgDP & FbDP @ & 7l 1% D-
dimer DHEMIC X 525, FEE, ¥ VB X HEH £
— VIR R IR B KIKENE e & TR T hbh T
B FENEMCRMEYEL, %7 FbDP EOEE I
T H o 7. Elms H2(1983)1c & b D-dimer i2xd3
5%/ 7w —3HEBREREh, D-dimer 3 7db,
IRRAYVV I L7 4 7YV VEDELURRENT 4 7Y
v o fREEY) (crosslinked fibrin degradation products,
XLEbDP) D HIE A ATHE & 75 » 7.

Z 5 3R XLFbDP @ fisk %415 HEYCTHL D-dimer
&/ 7 m—F A¥ifkic X 5 ELISA ¥ (enzyme-linked
immunosorbent assay) T/MNEBEBEIEDRKF XLFb-
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1. g FEFI604E4 A X W F 24 3 A ¥ ClRER
BAR/NEE R X O 10 BIERR/NERI 2Z2 L 3
b 15 K E TOMYNEE X 7 v — LEEEEE 22 6, BR
SRIREWEALIE 8 B, TRMEBME 6 4, S RERIEE L7 41,
TREMEERE LB A 6 B, BURETTHARIRERFK 3B, -
TABRT G, FRRUER LK 32 61, IgA BE 45 B, &
IR EFREREERE 3 41, thin basement membrane dis-
ease(TBMD)4 FDFt 143 MR R & L. 143 4
i, BAERIERT OMNERI X 7 » — EFEERF 6 4,
B RERARTE S 2 B, TR R RERERRE 2 BT 10 41
EOWTIRIERZINC X o7, ¥, SBE L CRZER
HEECRRERNER2Z2 L —BRR CREZAD

e o1z 20 Bl REIR & AT,

2. BRIR | LREAEBERBEROZMEN, HEMS 2
WX AERRET O 24 ReFEIR X 0 IR 10 ml & #REL L BER
FT—70 °c ILRAE L.

3. 74TV S 74TV =P REYDIER -
Gaffney B DHEICHEI L EENT «+ 7V v fREY
(XLFbDP) Z#E L7z, 10 mg/ml KRB Lz + 7 4
7Y 7 = vEFI(I P Y FFEE)3ml I 1M CaCl#
¥ 0.4ml, 50NIH u/ml b =¥ v 1ml, 3u/ml Xl

7w

RFEH I ml #BRIL, 37°c 2RHEBCL v Ebh
7= fibrin clots % 500 u/ml @ urokinase(3 ¥V +=#)
&L 1ml 0y VIREER (PBS) wwink, 1K<
% 24 BriE4812 0.2 M aminocaproic acid TRGEIE X
BE LN, EE® % 4 early XLFbDP, late XLFbDP
ELTRW. 74 79 7 — 7 v REY FeDP 1% 200
mg/dl e b 74 7Y 7 =5 VEFICKEE 500 w/ml ©
urokinase ¥ ¥ 2 L 20 % 0.2 M aminocaproic acid
CCRIMEIR, Bbhic bR FgDP L LTHV .

4, RPFDP BOWEIE : Hle b 74 7V /2 =¥ vHK
AV Ty 7 ARREERIC X ) WE L GRERED.
AFEC BT HEAREET 0.1 ug/ml TH o,

5. R XLFbDP BE0JIE : 2D E/ 7 v —F L]
#(DD-3B 6, DD-4D 2) %\ 7 ELISA ¥kiz X b JlE
L72*(DIMERTEST KIT, Mabco). Bl D-dimer &
y-y chain %% % XLFbDP 14 &Aic K3 5 DD-
3BO6HIEBE L 7 v — + Lo/ RicrhZh 50 pl ¥
bn, 24 BERE 4 °c kB X B coating DELEE, 50 ul D
D-dimer BREEWE F 7ot IBE (RER) & &N FOCiwmm, 1
R IR I BB U fe. D-dimer EHEHE I 1 ug/ml X b
FHFNRIER LE 2« D 7 v — b OBk & ARHCHE L 7.
Zh b i PBS/Tween THEHE, 2k E L TrA
F & — €iEH# DD-4 D 2 HiAEH 50 pl WL, 1K
HIZEKE L. D 2 X4 DD-4 D 2 13 D-dimer ©
RiebT74 7Y =5 vD, E#K<{ FgDP LK
BT AHREE L T\W5. Kic 3%Hydrogen Peroxide
10 pl &0 %2, 10 ml iC 8% L - RELER L 100 ul 352
FNFOTERINLEIR T 20 S RIS 8 e, RIGKRTH, K
B IE ¥ % 50 pl 0 %z, 405-420 nm THREE X HE L
fo. ERTFHERLE LT3 CFERL L7 early XLFbDP,
late XLFbDP 38 X O' FgDP 0 #F 5w #fk & U CHIE
LZ DRI %E &I,

R XLFbDP £ /FDP &%, XLFbDP(ng/ml)/FDP
(ng/ml) X100(%) DFHERIZ X - 7.

6. FMEMOCEES @ PR B ERY T CRENBERIC
L0 &b hc®MEMHA % Formol-Mercury & Of
DuBosq-Brazil solution iz CTE%E L, Haematoxylin
eosin(H-E), Periodic acid Schiff(PAS), Silver meth-
enamine and Masson trichrome(SM-MT)%x a1 C#
L7, % IgA BREI 2\ T Andreoli B0 FkE
1z #E U Activity Index(AI), Chronicity Index(CI) &3
e, AL THERRMELEIE (0 @ BN, 1 BUIRIEEE 2 v
X ABETE, 2 CNBMEIREE 2 v ¥y AHEHE, 3 ONE
PEFRSEEE 2 v ¥y AETH), BEIEC0: —, 1! +), ME
BZMmaREO: —, 1 +), MfasEA&k0:0%,1:
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1-209, 2:21-509%, 3: >51%)m 43HHE, CI XM
M AEO:0%, 1:1-20%, 2:21-50%, 3: >
51 %), ZEIRRERMABEMC0:0%, 1:1-209%, 2: 21-
50 9%, 3: >51%), BRREMO: 0%, 1:1-20%, 2:

21-50 %, 3: >51%), WMEZEME L HBERMELO: —,
1: PD4EEDRA2T7 —DEEFHE L.

7. RABEOEA G

DIgG, IgA, IgM, C,& O fibrin/fibrinogen D% :
FITC &Z##i v b IgG, IgA, IgM, C,, fibrinogen FK&
1fi 7% (Behringwerke #1) & Fl W e BRI X b £ 2 0¥
JERE A BE L.

iDZE7 4 7Y v Ok | %% o Kamitsuji et al®
MEEC#RE L7 1% Monochloroacetic acid(MCA,
Sigma #) %5 i # @ MCA-insoluble fibrin/fibrinogen
DWFEEG K O D-dimer DIXEBR I W BE L. b3
um DEFECIRIC 1 % MCA K ZETE T L, 37 ¢ 60 4R
BRI CRIES, V vEBBERIC TS L, D LAk
FITC #Z 3 fibrinogen K & Ifi & % A \» T MCA-
insoluble fibrin/fibrinogen DB ER X BE L. T
D-dimer OWEBR OB X —XFifk & L T D-dimer i&
N3 BE 7R —FAHEOD-3B6)%, ZXkifFL L
TFITC &~y 2 gG A BuicMERT X b
fTote. ThLOHERCI VRELRZET 4 7Y v
DOWERERRIZLIT D 4 B 5 EH L.

Groupl: Z#EL7 4+ 7V VOWBELRRDITNH D

Group 2 ! BEANT 4 7V vOWEN AV v F 7 A4
BoE 2 BRI R ERERCRDbh B b D

Group 3 : BET7 4 7V VOWBN AV VF U A4
B BB TREETR & 70 R OB e B R
Lol (%R )

Group 4 : BEIT7 4 7V vOWENR AV F Y A4
B, BHERECPEELDERD LI, L IEREMCE
TRDOIhDHHD

B &

1. D-dimer BE¥EHE 3 X 04 H; XLFbDP, FgDP o
XLFbDP & o #lizE

D-dimer £ % 4 & # R 511000, 500, 250, 125,
62.25, 31.125, 10 ng/mD #{ER L, 2D €/ 7 » —F
A4k DD-3 B 6, DD-4 D 2 % i\ 72 ELISA $5CH DR
E2HE L. 10-1000 ng/ml o fE© BT Zo B HE f i 5%
Boh, BER10ng/ml Thote. £ b7 47V 7 =5
VB b r v ey, XTTRTFHEA, CaCl, &0 TE
B L7 7 4 7Y vBi% urokinase CIRESML, 1K
#B i early XLFbDP, 24 Fiffi48 @ late XLFbDP
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COWTERELISA RCRKBOAEERT LT A
FDP & 1000 ng/ml Tt early XLFbDP 2 200 ng/ml,
late XLFbDP 7 380 ng/ml @ D-dimer E%7RL, @E—
EAE T late XLFbDP 05 » K3 % D-dimer B3
%hvote. ¥, FgDP O X KL HET5 BT b
74 7Y 7 — 5 VEFIZ urokinase ¥ KL X BB R
7z FgDP I o\~ C LER ELISA L X B HIE® T e & &
% FDP &35 ug/ml % 2 7o W BE T34 KIGR R
37, 10 pg/ml ® FgDP Tt D-dimer 20 ng/ml =24
THRKEZR L (Fig. D.

2. BE/NER X OEBEBEERRDORF FDP &b
Oz XLFbDP &

fEER/INE 20 Bl R FDP 813441 0.1 ug/ml BLF,
PR XLFbDP #1344 10 ng/ml L FTH - .

BNEEALEL % 7 v — ERERERE 22 B C1X 11 Bl 0.1-
1.6 ug/ml O RFFDP OB AL B, 5B 2Hlik
14.0, 19.0ng/ml ® XLFbDP HE 2R D7z, BRARER
RBEALIE 8 B 2 Bl JR 7 FDP 0.1, 0.4 ug/ml HE
L, R XLFbDP &(3£4110.0ng/ml AT TH - .
RELbE B 6 4R 3 412 0.1-3.2 ug/ml D R FDP HEL
ZRD %5 H XLFbDP E1X 14D & 25.0ng/ml TH -
7o,
SHERBREB KRR 7 #1 < 2R+ FDP £13.0.1-
6.5 ug/ml & BB Li=A3, JRe XLFbDP 8% 4 flic 10-
30ng/ml L BEHBLT 2 1GBE ed o fe.

TP HE A b B 46 C vk SR o FDP B 0% 6 b 4 4123 0.1-
0.4 ug/ml, R XLFbDP £1% 6 #3443 10.0-22.0
ng/ml T& HEHEHBL T,

1500
1000+
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Absorbance at 415nm

10 100 10° 100
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Fig. 1. D-dimer standard curve by enzyme-linked
immunosorbent assay (ELISA) using mono-
clonal antibodies (DD-3B6, DD-4D2).
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Fig. 2. Urinary levels of fibrin/fibrinogen degradation products (FDP) in normal subjects and patient groups
with various renal diseases.
MCNS: Minimal change nephrotic syndrome, FSGS: Focal segmental glomerulosclerosis, MN :
Membranous nephropathy, AGN : Acute glomerulonephritis, MPGN Membranoproliferative glomer-
ulonephritis, RPGN : Rapidly progressive glomerulonephritis, HSPN : Henoch-Schonlein purpura
nephritis, ¢ cres.: with crescent, IgA-N: IgA nephropathy. HUS: Hemolytic uremic syndrome,
TBMD : Thin basement membrane disease.
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Fig. 3. Urinary levels of crosslinked fibrin degradation products (XLFbDP) in normal subjects and patient
groups with various renal diseases.
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Fig. 4. Ratio of urinary crosslinked fibrin degradation products (XLFbDP) to fibrin/fibrinogen degradation
products (FDP) in patient groups with various renal diseases.

SURETH RIS CEBRBE T 2D 3 flTik
R FDP £1%0.8-1.6 ug/ml T, 5 H 24)1%19.0,
46.0 ng/ml @ R XLFbDP HE %585 7.

N— 7 ABYKTBIFERD FDP 125 #1 0.1-5.0 ug/
ml tHE L, 5 % 3%k XLFbDP % 23.0-110.0 ng/ml
b bt

PR B A 1L 32 FleP 23 #112 0.1-3.2 pg/ml @
RFP FDP 8 AR bh, 5B 8 Blicik 10.0-150.0 ng/
ml DR XLFbDP 3% b ivic. Thb 8 FlR 7 Flikf
BEEEL Tt

IgA BETIXER " FDP 1% 45 4ld 25 61z 0.1-1.5 ug
/ml BB L, %o 5% 15 41% 10.0-110.0 ng/ml D R
XLFbDP o HE 2D bhic. Zh b 15 FlrkE A ki
10 iz b D R XLEbDP iK% H L s
58I L TEREEP<0.05) ML T e,

s 1M Bk PR B 0 O 1R A R M3 3 4 <3 R # FDP &1k
1.0-6.0 xg/ml, e XLFbDP &% 250.0-520.0 ng/ml
LLDBRELSEERTR L.

KM MR T thin  basement membrane disease
(TBMD) ¢ Z2MrL7- 4 BT R FDP &1 3 #1112 0.1
=0.4 pg/ml HE L7235, R XLFbDP &3 1 Flicd &

30.0ng/mERBDHIBEE e h o Fig.2kB L O
Fig.3).

3. R# XLFbDP &/FDP &

10 ng/ml Ll _E @ JRe XLFbDP @ HEE 235 b vt %
7w — B 3G, BHBE3S FIETR 0.1 4g/ml L
Lo FDP B3R bh, ZhbOEOW TR X-
LFbDP &/FDP B ##Ef L. ZDERMINEI X 7
r — ¥EEHEP thin basement membrane disease D /&
Y2 o XLFbDP & /FDP & 13 4.8-7.5%& 10 $LL T T
HHOER L THAEET S [gA BRECHEILHR R
KTIETFE18.9 %L AERRDI. Flor— 7 2ELE,
B R BFREMEERA T b B EF 28 S hic(Fig. 4.

4. IgA BREIC 17 % )R XLFbDP & & YEBERT R &
BatR

IgA BHE 45 BIDJCEERT B X b MBFBRE 217\,
Activity Index (AD), Chronicity Index(CD) % B+ XL-
FbDP & & % Ehi st U 2o &6 5 AL & B 611 JR = XLFb-
DP BV EEZRTHINE Zbhie. & Dbl AL A3
Ao 21 Bl R XLEbDP £ AL 232 LA R D 24 4
CHLAEEP<0.05)EELR L T\Wic(Fig.b).
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Fig. 5. Relationship between urinary levels of cross-
linked fibrin degradation products (XLFbDP)
and Activity Index (AID) or Chronicity Index
(CD in children with IgA nephropathy. N.S.:
not significant
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Fig. 6. Urinary levels of crosslinked fibrin degrada-
tion products (XLFbDP) in different groups
based on the degree of XLFb deposits.

16 B¢, JRep XLFbDP HEIZ L < 2 $1i2 10.0, 19.0
ng/mlBDBEDHRTHotc. BENT 4+ TV VR AV
Xy AERE 2 X EMEEE IR R fe Group 2 11
BE—hEE Ay v ¥ AR DR [gA B 21 4,
FBURMEL OB, SMRERGCE S 34, BTN
K361, v— 7 2ABH(Class V)2 i, BERABEELE
2 BIDE 40 BT, Z DBETIE 8 41(20 %) 10.0-110.0
ng/ml © XLFbDP HBE A B DIz, A4 VF T aAnbE
BRI 21 T OB M Ik 2 7R T Group 3 (1l
M R 4 ¥ v ¥ v ARTE R b e IgA BIE
16 B, BIREB L 116, »+— 7 2B H(Class TV)2
B, B HETE I B 46 2 B, 4B 2 Bl D E 33 1T 11 4
(33 %)z 10.0-110.0 ng/ml > XLFbDP HE % b 1o,
Ay v Fy AFEE, BHEECHEELNE XbERE
MNECHBE R D Group 4 vE M A K% 10-
20 % DARBREBICFED T IgA BHE, RPURMERE 14,
BURAETTHRERER 48 3 B, B REBREERR 1 o
£t 6 BT, ZoBCcirEF XLFbDP & EFAR%L, 5
#1(83 %)1z 15.0-300.0 ng/ml o XLFbDP H Bl % 3
7z,

ARERA O el T 12 R XLFbDP B @7 4 7V
VOLENERENCETRD DS Group 4 TE T
BHEP<0.05)HEY & 5EEAIE S (Fig.6).
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% =

MPEAGRERO—D>THD7 7 2 I VORESH
X VECI7 4 7Y 7 =X v HRERIX, Y DR
EYHBIEXR D, ESENEL, —F74 7YV /=5 vD
y @R v R Y v LcEEEO7 4 7Y v i b DG
TREEY & L ClE iR D-dimer & E S EAHRE X h
TW5b. D4E & D-dimer 13317 1+ 77V 7 — ¥ vRREIM
HRH D SERELE & RIGL, W& OENIAS LT
TS o Tz, .

SEEE, Elms et al??(1983)1c X b BA%E & 1u7c D-dimer
¥RAT BT/ 7 m—F AL, 10 mM CaCLEET
12 0.16M bV AHEREEERPRENLT 4 TV VET T
A3 v IBFHKIG %, B5hic XLFbDP X b #ifk
L7z D-dimer <~ 7 ACBELELhCIDOTHS. £
D 5 % DD-3 B 6 1% D-dimer £ y-y chain #%&%% XL-
FbDP & monospecific @KL 7 4 7V 7 — % v iekt
L Tk D-dimer i3 5 KIGD 4 %, FgDP s L Tk
3% LD TENLL-pUEET, fih)F DD-4 D 2 1% XLF-
bDP 04t b7 4 7V 7 — 7 v D, E %K< FgDP
EARIET AMREE LTV 5. Rylatt 5208 IC X
% & DD-3 B 6 % capture antibody & L CTHWB4,
tag antibody & L CIX5ED £/ 7 » —F APEDOH
TDD-4D 2 »% 3 D-dimer i35 KGR BL T
Ay AN

ZEIZXZDODdimer i+ 5 2/ 7 v —FAHHE
DD-3B6 & DD-4D 2 % A\ T ELISA ¥ C/hNEE£ B
ERBEDRF XLFbDP E##IFE L, K+ FDP &, #
BATR, RATREEREE L.

EE/NRTEFD FDP £1%0.1 £g/ml LI'F, XLF-
bDP &% 10 ng/ml AT T, WFhdPERELTTH
7.

NEBEE TR FDP £2%0.1 pg/ml L EHBL L 7=
O, MNET R 7 v — CREER 22 #1411 4100.1
-1.6 pg/mb), BRSRERGBEAE 8 #1H 2 41(0.1-0.4 ng
/mD), BEHEEHE 6 FirR 3 61€0.1-3.2 pg/mD), M skERkik
BB 7 BI£51(0.1-6.5 ng/mD), TP IEAEMEE 4 6
BirF 4 B100.1-0.4 ug/mD), BRAETHERIREB % 3 6
Fr361(0.8-1.6 ug/mlb), v — 7 ZBH T FR 5 (0.1~
5.0 pg/ml), SRPEH M4 32 Bl 23 41(0.1-3.2 ng/
mbD), IgA BHE 45 B 25 B1(0.1-1.5 wg/mD), FEMEIR
BERERE BB AP 3 1R 341(1.0-6.0 ug/mD), thin
basement membrane disease 4 %7t 3 $1(0.1-0.4 g/
mDThH o 7.

XLFbDP 23R Pz 10 ng/ml LA EHB LD idx 7
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v — CEER NS LR 2 $1(14.0-19.0 ng/mb),
JEHERRAE 1 41(25.0 ng/mD DR TH o fehs, —7F, B
BT, AMREREE 4 4 41(10.0-30.0 ng/mD), BEMEHE
TEM 4 3 41(10.0-22.0 ng/ml), BBAETHARREE
%2 41(19.0-46.0ng / mD), A — 7 & B 4% 3 #1(23.0-
110.0 ng/ml), SEBEHE MR 4 8 $1(10.0-150.0 ng/mb),
IgA B ¥E 15 $1(10.0-110.0 ng/mD < FDP K H. 4l 0 %
KB CTHoTe. FOMTERE MM RBEERRMED 3
Bl 150.0-520.0 ng/ml & EfE% 7%, thin base-
ment membrane disease Ti¥ 1 #ic 30.0 ng/ml O HE
BRDDLDHTH T

R B L XLFbDPEH FDPEL D HE L 5
& 10 %LAT A 27 B, 11-25 %25 8 4, 26-50 %4 5 #,
75 %1 BT, PNRBEEBD RS FDP o X 41x FgDP I
HRTHbDEE 2 BRI,

R XLFbDP 238 R IR EEE « B RILORERE
Ckv4 70 VDTSRI VHREDD, H5\EIMF
CHELCI7 + 70 VEHRTH SRS BRI TERERE
MBS, ABRERORELNT 1 70 v OUEERE
=L, '

BUNERTL X 7 v — CIERRE, BPORBRGBELE, K
HEEED X 7 v — SEEH CREELT 1 79 vOIL,
#H2\RD bHIEV Group 1 WAL Thote. A v
v LB D D \WITBMEBECRENT 4 7Y v OWEN
BRI ER® b i, Group 2 12 LT\ e D i3, B ABRE
BEAVEE 2 0, RMEREREAEE K 3 4, BEvEBEmEMEE s 3 41,
N—72BH(Class V2 HlEB L OBE—FEED 2 4
vEY ABERET HEBEREE LB, IgA BAE2]
BICThHote, FEEATVF Y AIEL X HIcifakE
RAEw o 18 R A 5B 7 IgA BHE, SRBERHEE
KTEHEET 1 7V VIR, OCBECPEERD
bR Group3 B LT\ e, AEETH ARG XS
B, MARRHENE A 23 10-20 9% D SREREICERD b i KB
RS, [gA BEEA 1 fld X OB REEERED
1Ty, ZEflt7 4+ 79 vl v ¥ v A5, BEE
BrhESELERD LR, IHLEERESCDZDR
Group 4 TH - 7e.

Group 1 TR = XLFbDP @ H .12 16 Bl 2 #ll i
10.0-19.0 ng/ml & T E1TH - %Dy, Group2 TiL
40 I 8 4122 10.0-110.0 ng/ml, Group 3 Ti¥ 33 #lF
11 6143 10.0-110.0 ng/ml, Group 4 T 6 Bl 5 623
15.0-300.0 ng/ml ® HE 25D 1o,

ZHBER O Hoilgr T xR & XLFbDP B E(L7 4 7Y
v OWEPEREN I E TRD bt Group 4 IR WT
EEP<0.05)EWERRE bR, Lirl, Group
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1, Group 2, Group 3 DR+ XLFbDP & DM EE 7ofE
X7z <, R XLFbDP 23463 L % RERGBA R EL 7
1 7YV VERBTBEEBRLRWEZ L bR, ZOR
HEL TR 20DERHERI NS, F— DRk
74 7Y VOWERMICL BECHET RS, Thic
2Tk P. Naish 5W23R e FDP & & ABkEH 7 4 7
) vIEE L O ERE CERMN T 4 7Y vIREERRD
7Bl TR FDP ERNERBICEEERR L2 v F
v AREGITEDE VEEEZRD Lo BTN D
TEMBLTREING. BIb, BT, 2 vEFT AR
D74+ 7Y VIETFRIVAEE, MFEDBITAFYV
FULAIXVEARTORY AR L YW I h 50, —
FERA TRy~ VKRB VEGRPEEEI RS
B, RIL7 4 7Y VKT B KBEDORIGDTH S DE
BEZbh5. FEREYBRBERTHBEEE T TR
 XLFbDP EfEARE N TH DY, BN TOBRBEEDE
T4 7Y vIREOBIEALE b7 b UBHEEEE T 21
R3€%. SEOKREH TIEBEEBPAREEIIE LS
Do e BRETTRERTH 5.

FRRENT 4 7V vIRBEDHERF L Wb D5, B
5WIIESZEE RPEERA L b OnIc L 5E VD
HERO»N B, SEOBETIEZ 4 7Y vOFIREL
DR X 0 HIBTE T E Inh o 7ohd, —HRICH L uskEkes
W7 4 7Y vIkFE X active stage TR E D T & X
D activity D¥EIE & 7r % Activity Index(AD % IgA &
FEWZ D\ CHE LIRS XLFbDP £ & et Lic. ||
7§ XLFbDP £1% Al BEGICTHEN L ED LI, &)
b AI BRI U EDEFATEEP<0.05)EERRL
7o, TOX 52 activity D& W TRH XLFbDP H 3
BA BRI &, activity Z7RTRER IEERT R 0
MR RORRDO—2 & L CARBREEMEREL h A
v VEBEANRHE L7 4 7Y vE L bt

LB X v/hNEBEEBRIC ST 5 RE XLFbDP 1%, &%
BRI 35\~ CHETAMEZE L oD 38 B T OV I M FR P RERE (R B
TR FDP o—# & UCHE, MR &L REkGE
AN EEE S D active lesion T 5% & E 12 bhic.

& B

NEBRERRORFPREIT 1 7V v REY
(crosslinked fibrin degradation products, XLFbDP)
EB%, D-dimer X3 5E/ 7 vn—F AHEXH W
ELISA & X b JI%E UBHELERAT R, & 5of Fhiess U e,

1. BUNEALEL X 7 v — CHEGRE, BPCRREEED
F 7w — XTI, WEBOCRF FDP HE 2R D70,
XLFbDP 135t 30 flF 2 Bl ER D Ic DA TH - fe.

7 A

2. BMECRIRAE LK, BEMERIEMR S, SEETHRER
"B, n— 7 ABLE, RHERERL, IgA BEOBK
FEST 100 B 35 BB OV Ifn 4 JR 35 AESE (R 7 S M S £ 61
R FDP & & b XLFbDP 3 589, Mifakks
5% active lesion # BT HHICHBEELYE L. B
IgA BREW 3:1F % R XLFbDP £13, Activity Index
DOE\ OIHEINT AEMICH -

3. RBEARLET 4 7V VIEE L Ox KT
%, R XLFbDP & & ZEM7 4 7 ) vILEE L O
ICAHBAME IR D T b o 1oy, BRSNS E R DT T
LR XLFbDP &R (P<0.05) @B s L.

4. JRep XLFbDP HE Az s\ T XLFbDP @ FDP iz
K35 R A BE LB REERARL L, MNEBEED
R FDP X kIZ FgDP &5 2 bhi-d, $A4%vE
T 5 IgA BRERCERIRET XS HMEHZE Lo Flic
IEERA SRS bt

5. /NRBEBIC I\ TR XLFbDP #13, Mk
B AR R BRI I B E 4 D active lesion % X < KB
T5EBbhic.

AERCEE 135 29 B B ABHEL MBS (B 614 11
B, B, #91BEAANERESREEM634F5 A,
M), £ 31 B H ABBEABXEM63E 10 A, KB
ERWTRELK
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