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Role of urinary biomarkers in the prognostic assessment of lupus nephritis
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[ Abstract ]  Lupus nephritis ( LN ) is a major cause of mortality and morbidity in patients with systemic lupus erythematosus
(SLE) . Previous studies have shown that the pathological types of LN can transform, and these types serve as critical bases for
formulating individualized treatment plans and predicting disease progression in SLE patients, thereby improving survival rates
and quality of life. Renal pathology remains the “gold standard” for diagnosing LN and can be used to monitor disease progression
and assess the therapeutic efficacy. However, renal pathology requires invasive renal biopsy, creating an urgent need for non-
invasive biomarkers for LN diagnosis, disease activity monitoring, and treatment evaluation. Current research on biomarkers for
disease monitoring primarily focuses on blood-derived biomarkers. In contrast, urinary biomarkers offer advantages such as ease of
collection, non-invasiveness, and the ability for continuous short-term monitoring. Compared to renal biopsy and blood biomarkers,
urinary biomarkers demonstrate significant advantages in diagnosing and monitoring LN. Emerging studies on urinary biomarkers for
LN prognosis are on the rise. This review summarizes recent advances in the role of urinary biomarkers for LN prognosis assessment,
thereby providing a reference for the clinical diagnosis and treatment of LN.
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ST TORAMASRE L AR BRI e ST
I MR AR RN TR /N BR, B /NER AL S 5
SV A SRS B/ NREA DU TR
FERAPTIE . A8 A BRI IR T 25 G
XA S W S AMA . LR Y Fe 52
& (Fe receptor, FeR ), FECE P AIE 7 i
CiiL TR

LN Kb T35 sl -5 75 2 il 2 AR AR 7 5 S )
AR . 24 h PREEE B ST AL SR bR e
I PR A LN S5 155 4 To e i n A ek & k™, AR
RESC MY Rt , (HANRESES) LN 55 A B /N sk
W TR BIPESRAE R RE M MR R T, T TR
AKH G BRI AL A () 3k
THIGZH S R I2 T LN 1Y “ G ARifE”, 2003 4
PR ARG 22 1 B IR FE242% (International Society
of Nephrology/Renal Pathology Society, ISN/RPS) il
JE 9 LN 7326 2 58 ] LA Wil PR DEAG 0 1 B35 30
P, SR RIEE, ERRMEEEER
SRTNT, B 2 N Ao A QRS A T B, i HL I
WE SRR 22, AN T T e 400 o 4 e s 1
HZHIW, EUREY SR E . Moot &
WIS, BURREZ M AW EY A
AEER IR, 5 MRS, R
WA S R A TR AN SR, H
BER AL TR BRI Z T, A T/
EMEGEFAMM, JLT A BB AR R AT
DAFEPR o o ™ Rk, PRIA: Pibr A
A I RIS E

PRV A= W0 369 vl i i AR 4R AR DT 4k 4,
BT RIMER B 2 RITE A, A B T LN Y
RINIZI . BRI, A BIZE LN BER
FEWIRE IR A, LA DB 16 s B . PR IR AL
HOWRTE K B RS L. LN JESET S
P (A HEFEFATT (AN R A G, il AL
YR TT RS . S W IR ST SN 2 s B . AR ST
Ht LN B BRBAE ARSI TR, BN IR
WEWAREYITAS LN SRS 2%

1 EERBEHARFH ST

15 A6 ) 40 B 25 B 4 7 Cactivated-leukocyte
cell adhesion molecule, ALCAM ) 7EIGALAY 40 it |
IRETFAEAN M AR R A E 3k, B T 4ok
YU CD6 (RL{A, ALCAM-CD6 MG AEHI 7 T 41

JHAT B A5 AL AT AE S R E, JCRA T
ANMAE LN B & AL e 52 E 00 Chalmers
S5O g SE i TR IBT CD6, 7 SLE FlZ
PEE /R R /N U RS TR EGAIE T CDO/ALCAM 15
FIEAE LN A SLE HR S LE BVEHT, XA 7E
MR ALCAM (urinary ALCAM, uALCAM ) FHAE
LN A= Wb5 S AT 7 HE s g ik 1 S8

KT uALCAM 5 1% Gt I IR 48 A5 19 AH 5C 1,
Soliman %" (Y BIF 5% & BLIE 2N P L # LN SR # 1Y
uALCAM ¥ B W Y 5 716 s Pk HJC B e 2 3R
SLE. R 2l ¥ SLE F0fd B X R 41; uALCAM 5
SLE #9518 P43 (systemic lupus erythematosus
disease activity index, SLEDAI) ' Iif SLE %%
1% 3l £ F 43 (renal systemic lupus erythematosus
disease activity index, rSLEDAI) AHICPERLS, T
H uALCAM 7E U B35 I & SLE B35 50 1 30
PEITTHAR T8 S IR 2= 968 b5, Qi XUsEE DNA £k
& C3 (complement 3, C3) Fl C4, HAZikEH ¥k
F#AE (receiver operating characteristics, ROC) [
22 N R (area under the curve, AUC) N 0.75;
uALCAM T¥A# LN /9 rSLEDAT ilfi K& S T2
FURMIEGE YRR EY (AUC K 0.83 ). Amer 55 ™
WEFE B, 6Bl LN B uALCAM ZKF 235
THEW S ME LN B2 W s M AR st e LN
(% SLE DL e X} B 45 uALCAM 7K - 78 3§ A4 7 LN
(IT, VAV /VED) v FARRAEYE LN C ATV
A1) (P <0.001); uALCAM 5 SLEDAI, rSLEDAI
EEEIEMSE, 503, 4 HAAMK, E W Ding
SFRBR IR, 5 I NEZ RIS S SLE
B ARG S LN B JETE 3% SLE & A
fE Xt IR AR B, 5 B LN 3 uALCAM /K F-
I 2 F+ ; uALCAM 5 SLEDAI (r = 0.487, P <
0.001 ), rSLEDAI (r=0.552, P<0.001) F1SLE &
B it R 0 Bl 40 ' 3% 3l 9F 43 (specification language
for implementing cache coherence renal activity score,
SLICC RAS) (r=0.584, P<0.001) ¥ 2 iE #
K, H uALCAM 5 24 h JREEFWEIEMSE, 1
uALCAM FIRESEPEHT LN B FE R IRz —; A,
uALCAM ZKFAE MRS FIIV A (3844 ) LN s
VAL (B ) LN (AUC 2 0.81, P <0.001), fk
TAEGE AV bR &9 [ HUBUEE DNA $iTKk (AUC Ny
0.58). €3 (AUC 4 0.77), C4 (AUC 4 0.58) #i
24 h JREEF (AUC 1 0.59)]; 7EHAILURIEE I,
uALCAM 7KF- 5 75 S P8 BUR IEARSG (r = 0.405,
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P <0.001), H51EMEEE L (r=0079, P=
0.448 ). Parodis 55" BFZE &L, 50 LN R LAY
B ML, A LN 5 L% SLE £ 54 uALCAM 5L
T A LU AR 5 o

H BT E A % T uALCAM 7EA [A Fh % LN 89 i
PR3 X BF 5 HR 18 . Chalmers 25 i fF 5% K6 )
T 1038 ] LN 2 # uALCAM J ' 40 i vf CD6 Al
ALCAM HyRIEAKF, MRt AR E EE A
AL M AP BEA &, 4558 W8 uALCAM 7E
AN R TR 5] LU R X 43 SLE i85 16 sl
LN B4 krEW . Stanley 265 AURFFE IR Z B, TR
W ALCAM 53AEREEE . WA SLE F i 8 &
e, JFEAERBNE shPE LN 5 ot AL S48 x,
LA e 1) R R S

RGN, uALCAM J2—FhA RIS . 7]
FHT WD TE . PPARYT R L B B LN i 22 i
bR G . HALRAAE T 058 SR w i T
AR A BE, uALCAM H: % 0] G/ 5 i 41 21
ISP i OE e Aw vt 7/ I (= S = R NN = IR 7sp L
RU AR PR A FritE— D58 . 6 T 34 uALCAM
YRR A bn ki 1 WA R g 2, (A BT
v e = Al 5T

2 MAERFERZR

IML2T 3K 1 7538 R Z 1R CD163 2 W40 i 5 57
PR, JAE N KA, CD163 78 e YR 3L A
T -a (tumor necrosis factor-a, TNF-o ) 1J] ZI| fil§ /E
FH e i Bk vl 2 I 3 rhoRs: DU 28] 7 1T 44 CD163
('soluble CD163, sCD163), sCD163 AJ¥E T IR,
1M B33k CD163 (M2) [ fk M2 F W4 i /& LN
BEFRAL R RS W E AR, kA
HARR—IifsE on, PRI sCD163 7KF- 5 /hek
1) B W3 20 MO B30 AE AR A G, R IR sCD163 1]
DR LN BB IESRE 1 A= b i)

ENFE LT, LN B I sCD163 /K
S5 URE . PR ER A B B A R T B
PEFEBOE 4 S8 PEFR B0 ¥ B IEM G, 5/
BRuErt R EAAHE, sCD163 /K V20 5 5 1Y B e
TR T sCD163 IEH KP4, LU EghH R,
M3 sCD163 /K5 LN it ™\ AR MG, @k
ML YE sCD163 18 & LN B35 B IE W5 A B A i %2
fE b5, sCD163 Al F IR H, nlULJR sCD163 fE
J LN BFE BTG N R A s B HA E K

7 S, Inthavong 25" B B 5% % ¥ JL # SLE JR
sCD163 5 SLEDAI., rSLEDAI. JR7E -5 WUEFA) I
& (urine protein to creatinine ratio, uPCR ) ¥J51E
S, FHEZRECN 0.67~0.72, JK sCD163 /KF 5
L2 0] BT 9 0E AT R4 AR G (r.=0.77, P < 0.05 ).
Gupta 55" (053 & BLIE s LN 35 IR sCD163
AOETHE, H 5B HE SLEDAT S A1 (r =
0.47, P <0.001), Zhang %" B #5328 % 1 55
TARB L E A IR CHE A [R5 Rl A,
MR R WoR, STE ST ENESZ 21 SLE &
. AEIEshPE SLE B R A A L, 6 3l
Pk LN 3% 89 JR i sCD163 T+ &5 (¥ P < 0.001) ;
e R R, AR AR LN B L, B
A LN B R sCD163 FHi (P < 0.001 ). R
sCD163 5 SLEDAI. rSLEDAI. "B BT sh 45 %k
(activity index, Al), ZF4E8E FHFEIRSE ., 2008 A
o B MR 2] i R HA 2 DA G

TE VAL LN 97 %007 1, & A R W R
sCD163 HA 1R K B TE M I K3 Lo Gupta 55
RE I I 45 SR o, 16 sh Pk LN R R 23R
57 3~ A (2207 pgmg). 6 4~ H (12.7 pg/mg ).
9 (11.09 pg/mg ) Fl 124~ (7.2 pg/mg) Hf
R sCD163 J& 1t 43 % & B (P < 0.001 ), Weeding
UM IR R IR TT R A R AL LN BE T IR
W CD163 7K F ( 7 KX 1.8 pg/mger ) %2 TG 2% fit
4 (%L 8.2 pg/mger) FFE (P <0.001), X4
78 T IR sCD163 ZKF-A B T Wil LN 35 IR Y7 4L
Mo Mejia-Vilet %7 (58 & BLIR sCD163 1E 1% 5]
1 LN BE WK TR NESZ Ry SLE B35 S H:
B /NER G B LN R IR sCD163 [ /K-
Sy ERE £ IEADC, R CD163 75 LN &5
RIEHT 12 A A ET 6 S A BT E, X RWR
sCD163 A BESZ T LN A& 95 BT AEAR 4

H A& T IR sCD163 76 LN Byl R S, Az
ENTREERESY, R AR S 2R, 458 BoR
JR sCD163 14 7K - 5 LN ) SLEDAI. rSLEDAI %
YIAHG, HATHTIHEITa. AT, JR sCD163 /&
LN 55 185 A PF Al B2 15 v e A e i, (HIR
sCD163 5 LN J #IA Y (A SR i 98, HRiTE
PAMIE /D, 3R] e AR 1T ]

3 %Mk 3d
FMATOR B LN B0 B 2 — 2L BN
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BRI S A T LA #MA, AMART SR
11" Wang 58 (W58 K IAEA 18] B 27 2 fL A Ag
R Z5 45 (interstitial fibrosis tubular atrophy, IFTA )
/R LN B I RAMA C3 K- T8 1 5%
IFTA 3% . C3d /& C3 By, Haraly
INBRE ST E A PRI, MR AR B, LN R
HC3d VLR 3R a8 AR DU B B R h 85.2%,
PER PRI 1) C3d A Sy S e 5 U 1) R A A s
W —EmET, Ganguly S SE KPR, LN
BERIR C3d 5WLE A LS SLEDAI-2000 P43
rSLEDAL, uPCR £ HAHXK; fiFEIRITF 3 MG,
PR C3d 5 WU A Le AR 7 20 388.20 ng/mg B %2
62.69 ng/mg, ZEFA LI L (P<0.01); I
HAEESIRITIE 3 A BTIR C3d 7K 3T B
R, TE55 6 D B 1% 58 e 2 i ol o0 22 ik
M5 3~ H IR C3d 7K JE e As 34 M 1% T sk,
AULAR C3d X LN HA W AE A7 0L i

HatE Ao # &8, JR C3d /K-FEHA Wi
LN 15 8 . PR TF R IR M A, 7T e T
LN i E 2L g e A= bR i . IR C3d 7KFAE
9 LN AEYIbR 00 R K RE R, S5E 5K
Fe bR AH LB R TR A RE i — DR A B IE, & T
PRI C3d #F LN AN[FR BT RRY7 i =UF L 7R
() A e A v I AR A 26 W s o P 1 v gt 2ok
HHFFTHI T 1]

4 MEBEMPaZEMoF 1

1L %5 410 Bt %6 B 43 7 1 (vascular cell adhesion
molecule-1, VCAM-1) ELBUESCAE LN /N ARG
VF/INBR ZR BECRI P e BE SRR A L i A
BOF I35 PN B AN B O, RIS N B A0 i e T
R, HEMINE BRI, TE 50T R & 5
HEANE . VCAM-1 2 oMl £ 5 AN G2 7
FETE'BE/NBRBE b Rz 40, 17 H AT DL B IR
VCAM-1 S #OEEEIAE LN B30 s B /NG b 1 4 i
HERIk ™ Soliman ' AYIFIE KB, HH A
PIbR B WMMERIE C. MO REREH. B
W51 . AERE LR PF-4 (recombinant platelet
factor 4, PF-4) K HEJo 4@ & (B0 HI50) -1 AH L
#, JR VCAM-1 15 SLEDAT Fl rSLEDAI # 56 P4 5
45 PR VCAM-1 (e (85 I % SLE $i 17 8l 1k
Jrifi (AUC 7 0.81, P =0.009) I % ML 5 %
fabr (PUXUEE DAN Hiik . #MA C3 F1 C4, AUC 73

S8 0.75. 0.81 F10.81), TipR VCAM-1 J& 5 # B
T 99 0 Bl 1k A e RS S48 A JLEE SLE a1
FLFE R FURTEN AL S A s 59 (AUC=0.88 ),
Soliman 45 PIWFIE W, SAEGEMN B NG br
Iy BEE DNA ftik . #MA C3 F1 C4 KF-. uPCR.,
I35 WL KSEFT eGFR AHEL, JR VCAM-1 76 T30 B
RGBSy > 7 4y . KIS 220 515500
B U5 5 45 A A L BEBURR, AUC 2y 0.98, 1£5E1)
FEPR L AEPT dsDNA | fMA C3 Fil C4 /KF-. uPCR,
IMLE WUEF KA eGFR, Hirp R VCAM-1 5474858
F RS, R VCAM-1 Al HUI & LN B
K B REE 81224k, XK IR VCAM-1 £ 78
BITFM LN £ 0 B G BRSO .
Khamchun 257 Y855 &% 1 SLE 2 & JR G EEAS
VCAM1 7K °F- 5 uPCR £ 1E /] ¢ (r=0.738, P =
0.038), JR VCAM-1 /K F-5'FDREA 0™ E iR
BB EMIE, R VCAM-1 Al B SLE [R5 B 4™
TR O] SRS (0B R PRV bR S o

Fasano 45 fOF 55T 61 9] 8 & 47 M 4] 8 4
AbaEvih, 8 #lEHE e RE %, R VCAM-1
HKOF-TERE G B R E LW EF H TR . Parodis 55
I 10 AERE T 98 & LRI VCAM-1 2 X531
BE /NERUE T R (epidermal growth factor receptor,
eGFR) AL BHEFARLEFERIRES (P =0.004);
PR VCAM-1/ JUEFHEZR AT VK 10 4EBE D5 #1E] eGFR
AR T FE AR, R R R 90.9%, RS E K
75.9%; fESEIGIRbREY), WHTAE DNA HriF
Pt clgPuihk, H TN eGFR 1k, Costa-Reis
G SR, U IEREE AL
EnR AL PEEEAF A WM AR H AL Z R, H
RILR VCAM-1 19 7K -8 2 86 1 PR A Bsf i) A5
ThiE, THE R VCAM-1 o] F0l B & A 09 86 1R
Stanley %5 (B ST £ X AR 25 P 7EAS R R v 11 Rz
AT TS, 458 B R VCAM-1 5365 £ H
AL AP WU SLE %295 1% 2 BEAR G . Rk
Wi, JR VCAM-1 A3 SR8 FH 2 ik f 58,
FLYh 1w BT 85 B )R] b A AE bR B, IR
VCAM-1 7E GBI LN B HBE ER . B /hek
IR AR E E R, (A5 LN AR

Frt— .

5 oA 2 B BA AR B R 5K AS TR 55

&R
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w7 0 A B RS A SR SRS 85 - (neutrophil
gelatinase-associated lipocalin, NGAL ) J& Jig it 45
BABEREN—5, fE2arEmeEEsidhda
Fhws® s fF LN v S B B ek, o] ad
155 200 B R /0N 200 ) 08 1 7S BT A ) R
YER ™,

Choi ™' 1 i i 5F SLE /) U7 % BLJR NGAL
KV — LI KA b5 an PR 2R B R . uPCR.,
I PR 2 AU R [ S KOF S IEA S . LN IRy H
PREI /D IREH SETFEmpsE a5, IR
NGAL /K- A] 8 FH T Wil LN J7sk, vEmipRAs s
Mirioglu 25 B 5% & B AL T 76 2 1) SLE % IR i
NGAL J5t 2 ¥ B 5 T3R5 2 1] SLE 2% . Ibrahim
SE RS R A ROC IR Mr 2, JR NGAL Jfi
R 59 ng/mL B, 201G shk B R B R UE
K 95%, FESEEE K 100%, AUC N 0.996, W UL JR
NGAL J& R AR . Ibrahim 48 (ST
IR, IR NGAL IRYT IS B/K-F-BUA 7R B R
Gao %5 38 18 meta 43 M7 & BLIR NGAL A T i
B R K, REUE KN 80%, N 67%, AUC
B4 0.74, ZWHEAEYE LN R BUE N 87%, Hi5
FE R 69%. Liu %5 WA 5E % IR NGAL 7] LA
FME S LN 2 6 DA BRI R A
Gt

IR BFSE 8, FR NGAL 5 R (M 5E & M i
T8 LT 55 W0 LN 99 175 19 4% B It DR 48 A HL A A G
P, 8 HUE LN P 2 B K7 R0l . T
R WEAE ARG, JR NGAL X LN HARAAR
[l B AL A AR S A Ryt — 2 5R

6 MBIAEEFHEXB[BEATES
S

i 963 IR 8 PR F- A0 OC 55 08 725 2 I F (tumor
necrosis factor-like weak inducer of apoptosis, TWEAK )
R — P B K i 24 A OB B 1R TNF R 5 0% A
B, ZRh LU R 50 TWEAK, ‘EifJ2 FN14 52
PRAYBCAR . SH TP RIBT AT ] TWEAK BCH A 12
M TWEAK/FN14 {55, AT LA LN LAY 1Y
B, XIUES: T TWEAK/FN14 5 S ik S 5%
JiE W Elsaid %7 B8 5% % B SLE £ 1Y IR
W TWEAK 7K 550 RFE R R . BUsUE
DNA $if& . SLEDAI., r-SLEDAI 2 iEAHY, SHMA

C3. C4 B, IR TWEAK %51 SLE 3 sh %
A LN 6 2l R 53518 80.43% 1 100%, ¥
SR 50% F1100% . Ma 25 fZS A 43 Hr L HH,
TWEAK 2 Wi shtE LN 19 R0 N 69%, 4551
K 77%. T VLRI TWEAK 2% 9% 3Pk LN 1) —
T e R R g A S 1 L E AR A ) - Mirioglu 26
FIBFFE & B, 1% 3tk SLE 2H 4 R i TWEAK 7K
Vi TR s SLE 4. Dong 55 I AIFST & 21,
PRI TWEAK 5 rSLEDAT A7 75 558 i A e, 1B
5 LN BN S sh A EOT o W AH G, SRS
5 U g B0 M HE RO 2 TR AR G HEAR B i, X
TR TWEAK 5 20 B0 ARS8, 1
B RS RS SRR ET 4 >T S LN TS
ANEMERFZE, HXFX AR LN BE
RPEEDL T Ge G R b il i LS . IR = A
MBI C, FEF LT IS IR E R Pk
WL R R, TR TWEAK AR A iPAG 2k B
B T FLTU v A T PR 7

Costa-Reis 25 (U5, B A AR E X
h B E RIS B & LR PR H AR 9 B ] 05 2
DA LA R SR R AR, BT R R A
PR, WFoihEE TAEREE AN, SR, WIT
A M. RN, JLERE TWEAK K F-5
MG WU . TR E RGO, £ TWEAK /2
A W Z R0 LN B T AL AR DR 5
Moloi 4 (BIFGE 2B, PRI TWEAK 7KF-7E 7 3
P75 LN & e, IR SR ERIE L T2
fFRASET 2 N, FTILIRIE TWEAK 5 LN 3%
XHAIT I AFFERISENE, (HIRIE TWEAK 55 HE
HBUERHIE Z M JC G, ATk iR, EWbs
BYER LN FRIGAEYIbREW A — 008 1, HHE
HoAt A= PrkrE%, PR TWEAK 7EFU LN His A
KRB TS G IRY8 b5, (HIR TWEAK Xf
LN B HELH SRR BFSE A e — A 0F 9% .

7 BiZHEHBELERD -1

%*Zéﬂf] Motk -1 ( monocyte chemoattractant
protein-1, MCP-1), J& T/ iz EaLH Fxi%E, &
AYE SR A AN SRR AR TR T
o, EMET, S KRR B A AUAAERY
B, 25 R 2 252 B0 e AR 1
MCP-1 (7K 2 T @0 B /NVE b B 4 i 7= 2k
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MCP-1, MCP-1 A Z 40 PR RN B -2k 38,
HE— 250G BN T R A, (R AR e
Dong %5 & LR i MCP-1 5 H 3 rSLEDAI, 24 h
PREA . PUBLEE DNA HLRIAHSE, uMCP-1 5 LN
17 5 1F AH 5, uMCP-1 Fl JR i TWEAK (urine
TWEAK, uTWEAK) BYECA R ATREVE N LN &2 H
PREIEAETIM N . Pérez-Arias 25 BHF5E % BL,
Tk LN 40JR MCP-1 K& Tk LN 4, IR
MCP-1 /K5 4008 A . B4R P40 2 |
[ BT 9 AE . B /NERAEAL . 8] 5T £F 4k AL R /NS = 40
L L R BAR I . TC RN 21 19 PRI MCP-1 -3
T HE R TR g mdl, 54 1 TR M R
MCP-1 M HHEAESS 3 S A R, XAy
R A ) R MCP-1 4T3 3R T o AR —F R AR
YbrEY), MCP-1 7K F-CHaERLE LN #il/5 is J1.
HABETI R &4 dE . WiE, mHSE
o 1) 7 R B R 0 B DDA OG0 PRI MCP-1 4y
HA AR EDp R R R S BT L, Kok
T L Z KA S AR BT . 1] BAS A A 5 LA e
WEHAE LN S5 PR /e

8 WESRE

LN JZ&54 00 SLE FilJ5 i 3F RiEZ —, Hiz Wik
IR X SLE M £ E 2, HAjliR EH T2
W LN 9B 2 e R AR A = A, HE AR T]
LR WM, XN I PRYA YT T 58 i il A B IR AEAE
JRr BRI A AR A A i WL . BT XUEE DNA
PriA . #MA C3 T C4 GH T ARIL, W] N 4k
Wem, AR —E eIt IR AEY bR R A
HIAME., GRS, S, £
Fh R A Wb i W ¥ IR 2 5 LN R 16 s e A7
FE R e, AR C3d. JK NGAL, JR TWEAK 4
B W4 2005 B ARRAE A9 AH DG R — 2B 5. AH
eI A PR A= bR, R ALCAM 5 LN J720
I K 17 AR A T, LA R B B9 B RATS
PR = o 9 AW 5T WE A AE 28 16 A UE 521 LN AR
H, WAEE R g AR bR R R
PRI LN B, XSRS 45 R N — 2
ma, {H LN () atn i B R3S sk, 7K
ZE 05 R UE S 1) LN B AR 25 8 00T 5% A2 R SR WIF 9 1 O
], S JLEE SLE KBRS A A S KA e,
H LN 76 JLEE RN /AR H ISR A A58 1 119 8995 22 R
R, BRIbZAh, BT K28z LR A

R, LA IR BT 58 AR5 T BRI &
FRE sCD163 FIRIK VCAM-1 1 Lt HAd A Wrbn s
R L SLE SN A sT, (5 HAT# B Y
WA XL SLE % W7 I A i s 4 B B9 H AR ik
Z, AXRREAEYREY R T ILE LN 6575 %
HATHFSEIAIE . PRI ALCAM ., JRE CD163. R
TWEAK., JRI®E VCAM-1 A 3235 Z Rk i F i i
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