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[Abstract]  Lupus nephritis (LN) is a common complication of systemic lupus erythematosus
(SLE) and a leading cause of mortality. Despite the emergence of numerous novel therapeutic ap-
proaches, significant limitations persist in monitoring LN treatment efficacy. Conventional approaches,
such as proteinuria monitoring and renal biopsy, have inherent limitations. Sole reliance on proteinuria
may delay timely therapeutic intervention, while renal biopsy, due to its invasive nature and inability to
provide real-time assessment, offers limited insights into dynamic changes in treatment response. Conse-
quently, increasing research efforts are dedicated to exploring non-invasive modalities for dynamically
monitoring LN activity. The advent of artificial intelligence is accelerating progress in this field. This re-
view summarizes the recent advances in novel biomarkers for real-time monitoring of immunological activ-
ity , assessment of fibrosis progression, and prediction of therapeutic response in LN. It further discusses
their clinical application potential and associated challenges, providing novel perspectives and support for
the precision monitoring and early intervention of LN.
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REMEL BRI (systemic lupus erythematosus, SLE ) J& ESRD) , i I E 38 35 1 46 5 g MBI s R i
— P B A G A RGN A B RIETELON , 40%~60% 1Y iR N B AR A Bt e B S O R R R 2
B4 kRN AR B % (lupus nephritis, LN) , 17 H: i 10%~ A= ) 550 0 B ﬁ%ﬂl%T%%E@?ﬁf: B4 10%~
40% 1) BB 5 2 UE R S K 1) 1 9% (end-stage renal disease, 50% (M HBE 2 I BLER & R0 H R PR bl T N
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Pl (anti-double stranded DNA antibodies, $it dsDNA ) \#MA&
FE A RS Y W DU | (H X S 4% 45 1) A b i 1 A
FEME LA R I R BR M . L, SR TC A R U H AR R
B9 A W bs B T 3 S0P LN & sl AG Y7 = 0 e B FFiY
WG o Bl RS T = 2% e N T4 BE (artificial intelligence,
AD BT R 45 FRI7 2000 A9 A= Wb i 9 7 LN A4 T
ELRA A, TN A7 200 W 0 T 372 5 DA AR ST Wi 300 i) 22 2 38 g &
BV AR ARZEIAR B L BRI AR SR AE LN 7 285 W ) 4505
R IR A R A bR AR, LA A e PR R T (L e
ZHE.

— G A AFE WG RS A

1. # dsDNA 4k 1 dsDNA HiK &2 W SLE (4% .0
AR A AR A LN B B2 B0 1 FH AR R, 36 8 LN
SR LT DT dSDNA PR AY B 3RA R 60. 3%, Choi %
i FHMLES 2% > BN SLE B9 e PR 22 305 HAR S HT AR BH
PEGERVEAT T M HT , K BT dsDNA HLiA K LN
KR (46%) AT PR BEAh AR HT dSDNA LRI
TIFE WM BE A7 TR B35 22 5, Himbert £ i BF 58 & 8, 31
dsDNA TgG 7E TGl LN & & B E AR, 4T dsDNA TgE i
R Y 80% Y BHPE UM A . AL ZERE TN 7 1k R X e e i
Y, T REHEDE 1 P VR AR SO o

2. AME  HMERGEAE LN B KR ALE P i 2 2 2R
WHESMM, EBERET ML MR 1 R 2 5 7 bk
PAT- AR S A A B T AR R T A7 . SR, 2 A
B G g0 0 42 6 B U D607 AR S U 3 2o M Csa Ak gk
HANE M G B B /NER e AR S BN FEMEAT
AR I AE L BT #MAS C3 /%M C4 Bl LN I8 201 T 5 i B
1, HFFERAKE BUR R R BiUR ™S . (EAAEERE, VAILN
S AMAACT T DGR RRIE &, #MAC C4 ZE K 2878 1) 2R 35 1075
AMA C4 K TPHESEAR R IR, AMATE LN Sh2 Wi Jy i 2
Al e, Atsha-Fregoso &5 XHMETA P LN T LA Z
BUER A T B 5 7 B DL SRy o7 S G R
SR S BAMA K K 52 (48 JE) e T4 dSDNA 5 [ (48~
96 JA ) MR R MG (24~48 ) o [RIL=Z 40, BRYe  Hh H &
o REPEREIG (FLH P A1 65 B AR S il 4 9 45 ) ]
AE BOMATHHE -

YT LN R AL A4 e B 5 0, B — R MAChR 2 17 T
WA R, T 245 6 HAh Z A Y hrE 4357301 . De Vriese
SEHYHT dsDNA HUAREE A #MA S 2 WE I LN Y72, Bt ds-
DNA BF 1 5 G A I 5 B 835 3l LN 3 B =>90%
B4 B AL, 41 7S G 4 8 i, 4 1 FH 28 T A B i
JEVRIT o BRI TZ SR M ATY i KRR AR I PRI S i — 2B 500

3. JkdAR A A IR I T AR (PR AR S W LN
JTRUR B AR b5 (0 B AT 243 N & R RS BB X 43
FIRYT B JAE RS PER 7 , AR RE X 23 PR B I 4 2 LN
AR, R R E AR R TR R R S
B BRAh BRI —E R LN R 3h , 75 B
/INER R U T 2 AR PR W PR DR A

JE 2 RUBRDRAG B R A AT IRAEY B, 2R R ShAS M
PR T BETCIR T R B & LT RE S HAAH DG B IR I o

4. g RS RIS KR 2 WM IT AL LN &
i T SN NG PRI 5 10 S AR A0 R B A B RR T SR
T2 AN TR B 5 2 ST A 2 2 W 0 A7 7 s PR
P B, HAE NA BIEeE, BIEFE A 5 5 F kT8 4 5
Sl AP A7 O PR AU o A — TR EE 118 604 191 28 K7 B 2
TR RGP, S5 WL I B 2 5 5 ] I AR G 1)
I (11.0%) , Foy 2 PR Il R (3.5%) , i 2 i 1 21 41 fi
(1. 6%) F/(al) T-HLAgE ] i (0. 3%) , B YIER (0. 01%) F1
FET(0. 06%)" " o U, 342 B 2 T ARG 1) S A A AL o A7
W, FLIG PR 8 fiff 5 20 202 % it 9 AN — S50 [ J ot oA 453 30 Mt
e, YERE RN E A RIATE R B RS R, 69% i
HWA BRI LIRS,

25 LT AL SRR IR i AN AR Sh S I LN B 1
I7 RN, ST T & B A Wb 25 sl AS e AR TR T R
N, AR & B 5 R T AT I R T 0, B el 3 s
HIT

Z R A DAFEM R

1. AMR ARG S S miata X B AREY N
PHT A AR SR LN S T8 s A% O 3K ShbL el RT3 A &
o BN PRSI 385 | KB IO SR 58 1) 28 S 306 S o A 47
PESZ A PITURL, AT IR B /INER R /DN i) e g 462455
Ub, G A S A S A M AN R LN I AR L ) 2
FROREME | U & AR s T SR A AT BT R IR AR IR T O

7%0

AMAE Clq R MR 2 MR 12 19 16 sh PR #MAR 1A 41 1k
A B CL PRI XT Clq i B BrPidk . FavaZE s 3
A, ZE G FE R TN R o B 0 A R 58 8 AP AMAR Clg B Ak
- TE W 58 4= 2% f# (complete response, CR) J7 L T 8 1
JR 5 CREEE PR BETE 124 A P9 1 3 F e, KA 5| CR &
DI ARk . TR B Calatroni 45 A F 5T & BLPLAMA C1q
itk 5 LNE LA, SHHME Clg P >40 UTHE I
PRI B 0 RV, FL TN B AN AAE RN 6 A H A5 EIE
L AAE 12 A RS BITESE . R, 3 5 ) I A A
Clq ok B n DUTE B 1 PP A5 VA 7 R0OR |, T i I8 886 97
%o (HERTMBTFE AU X AR M LN B I BLRXHAYT I
SUEATHREAL , ATh T B8 22 (I PRAFF 5% 41 % JL Al 2 ) LN
HEAT I Sl R PEAR

A Cad JEAMATLTE 7= 4 11 C4 B S 2008 B, nTAE
Wi FE M LN AR S . o R 50T
KN HA S . Zickert B Y SEIR AN T 77 B B
LN (B3 B B 452 e M bila o7 91 58 A 2 vk B 22 il
K, BiF 5¢ 2R B AR AR R Cad FICHMA Cad/ %A C4 %) 38 7 4
LN 2 figt (9 0 2L BE AL T 4MA C3/C4, HAMAE Cad 52044
g R R B IE A (=0. 33, P=0. 01) . [HI, 758 VE LN
HH, HMA Cad 19 Zh A Y AT s S A AR AR T PR B n]
A28 . [LIZATTMAREAR R/ H BB ARSE
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TG LN AP TE 3 R FEA S UEAMA C4d e85 58 M LN iy
INIERS

T A2 AN I AMAR A IR ) 5 32 4 B SE 1 5%
WA, 4 3 DRIBCRMA A2 b i 00 T 8 S I U PN 4 R ) WA
I HIEATCAN . 5 FARBU L5, LEITAR B S 2 BTG
I7 R AR R 3R YT T B0 A TR AT R . Ganguly
LGP R IIAYT TG 34 H BRAMA C3d/ LT /K - R R 2 L DR
AMA C3d B, FRAMA C3d 7K T B T LI A 89T R A A
B VPG R AT AR AL AR AT 3 0 B AR A .

F1F T bk B 200 0 R 6% B R R 0 B bk 2 A 1 B i
7 A, BRI T 9 L 400 6 4 0 5 S SLE & TR Y G B TR 3%
Wang %5 2238 1o G e S 424 2 AT 5 11 PR 2 AL L 4R T
T bk 41 M T RE 50 78 LN CREI2 ESRD) ) G R VE AT
& 1 L0 ] 32 1 (co-inhibitory receptors, Co-1Rs) A 4E 7 '
AT A3 S 1 5 4 B N TG 20 B B W TE R A i ) o P
FW],CD4" Tk A0l b AR ¥ RSB 1= 3 44 1 (programmed
cell dealth protein 1,PD-1) T ik & 241 g S 2 BR AR 11 R B 11 3
(T cell immunoglobulin and mucin domain-3, Tim3) X i Hd &
PE T Wk I 4 M A7 O¢ 28 H 4 (cytotoxic T-lymphocyte-
associated protein 4, CTLA4) M fHPEA0 A 2 PD-1"TIM3 ™"
XA A ALY Ll A5, 345 88 1 RO 2 0 3 IR ARG ; 1 CD8
T 9K L8 240 1 P9 T 9 8 240 0 6 73 Bk B R TTIME 45 4 38 (T
cell immunoreceptor with Ig and ITIM domains, TIGIT) i 3
ik K NS LA I B SR -DR 55 43 Ak i 38 SUBHPEFRAY, 0] L5 b
T C3 BEAR B e i 1 BN BE B I AE 56 . iR Co-IRs Bl
ATVE PR LN B #0404 = vk 5 2 5 0 2 B 1 U E b
B, WAMZBIR R ERPEEIRYT IS 241 Co-IRs £k K
I E TR, BHRAZ | BT E -Janus MG -5 552
T S TR 5 38 R , T Januas SRR 0] CUndE
PR M. BRI, Wi Co-TRs (JUH & CD38 4536 fbbr
&) BYARA AL BEVEAG TR YT SN, 16 7T B A T A8 5 % 8 ]
VRIT (A Janus G0 HIR)) B BURPEIR LK . [FFE, Deng
S O PD-1 55 AT LA CDS ™ T itk L 40 M i 4
IZWF5E & AR [a] PD-1/88 ) P A6 T BEAA 1 38 6 T A %08 /0>
LN /N EUBSERY rf iy B RS 3. PR, H il Co-IRs 78 LN 32
WD KGR A BRI .

2. et AR W oml B /INA )BT b A B A B A Ao R
TRESE LNASPEF 10405 1Y SCHE D 32, 5 AR DG B B A= W
BYBOIA IR LN B3 T LR 4i Ak 5 /NS 4 s 3h i
FahR . Genovese S5 (I AF 5 22 B, 1M 375 7] 5 g s i I 764
DRGE T 5 ]SS 27 At Ak B /N 25 408 R oA 200 BV 10 19 2H 212
PR WAH O | X 4 2 B0 3K B T A R IR S AR 1 AR AR s i )
AT R LN AL Z R BRI b IR A K
B7KF5 LN B35 Wy ] BT 2 4k B /N8 22 40 5518 PR ST
531 AR ARG, BRI AR AR TH e ml R Dy B0 LN 48 v Akt J
SRR CURYA Aot IS OSSR Sl a1 2 e F AT

B A RMAC B 15 LN A T T 2 4k AR /NE 2R 46 (i
terstitial fibrosis and tubular atrophy, IFTA) [ % ¥ HL il A

Ko Wang F2% B, PRI T AMA C3 AMAE F T L BkMA
C/5MH% 59 LU AE /& LN B3 B /NG ] B AF Ak i i A pr s
Yyo S5T/BETFTA (] FZ R<25%) BB E ML,/
JE IFTA (]2 B 2>25% ) (19 LN 28 35 PRI i A C3 4
T 1K B M Co/ o k% 59 LRI b 2 T o W
W SFRAR ] BEA Bl T P4 B /N ) BB A i e s AR L Ty
TR AT A, DA H G R KBS .

23435 44 (cluster of differentiation 44, CD44) & —Ffp 5
LA E FNLT AEALAT G 1 85 AR 26 11 . Wong 557 UE B 1fiL
1 CD44 7K 75 I ARAE AR 1 ILHT 24 4. 5 H T, W 4L
W AT LA g LN R0 R AR 1 2% [l i 3 T CD44 78
A5 LN B /N (] 0T 98 RE FNET 4 A h i BORE T, CD44
EE R WA A A R R M 1 A bR )

Hiramoto %> il fF 55 T 1 45 LN 241 212 ™ 5 P B 11
DRV W) b i ), $ 11 405 JURE 28 1 B (S100 calcium-binding
protein A9, ST00A9) | B 4% 41l i i# £k 2 11 1 (monocyte che-
moattractant protein-1, MCP-1) Flji & F A K 7454
[ -5 (insulin-like growth factor binding protein-5, IGFBP-5)
AP AT RETIN LN A6 1) B TR 2H 2R~ it R H ™ R
Hor S100A9 5 B /NERIN SR B UTAHOC , S Iz 3845 m]
DLFE S G A IR 7 B BT R MCP-1 5 (8] 5T 4R 4 1 3%
AHOC, ShAS WM AT 68 F P45 VR 7 SO s IGFBP-5 55 [H] BT 4T
A Ak e BEAR DG, SR AL IS L B AS W T LA R BIIRTHL
Bl v Ak XU SR 3, XS R A T R S B TR YT -

WE 5 B8 208 A A WA AR W A LN A5 S 58 00E , g Sy n]
TeRN Ty 2k WA 1 30 R P e , A B TG TE £ (9 T A4
FREHTIRIT RIS I BB IR RS |, o LN A A A48 J AR (it
HrikAe .

3097 MATRM LN ML GERTT I A8 B TR
56 & PR Bl Wt /S BR 22 % B TR (mycophenolate mofetil,
MMF) /b 5 52 5], 3 AF 5 i T 38 1) A= B il 50 0 3, LA
STHEA BRI, BRG0G0 A4S DR JC
JAH 2 R B BT J PR (INF SZ R HS P 7)) A 22 8 e
S RRRIKIGRYT 202 A RS2 BT 5 1 e

J A R LN W o BL ) =z — | R R 17 R S ik
& I 2 g (fatty acid esters of hydroxy fatty acids, FAHFA ) J&
— W R AR Wi PR B4 o 7R —BITE LN/ RUSE
TR B 2R 2E R Y BIESE v, i AT A B« 5 R 4 S A
FE BT EIRYT /N A L, 232907 /N FAHF A S80K
5 S REAR o AT, TS A R R U 05 DR Rz U R P g
Sl Ne T ACEEE L . R, FAHF A RIAE S 2 f] e 45
W8 B R IR T T TE AR R

A% 1 CD163 (soluble CD163,sCD163) J& CD163 43 F
224 )@ R B 2R B B UAMIE 20, CD163 J& —Fh AR Xt
Ir TR 29130 000 89 1 BIBS M, IR T8 9 R ER
I I R Z R B R, R PR A T - B i R
TE LN AR 1Y B HELH 2, 3K CD163 1) M2c 2 F g 41 A )2
F A WA A R sCD163 AT HE AR
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&, TR PRV sCD163 7K -9 A1 B WL U JRy 30 5 s 4 i 9
T 5 06 AL R S 2R bR AR . BIFSE R B, E st LN R
H Ry sCD163 2w TAE WG 8 M LN, H IR sCD163 7K
TR SLE B8 10 1 B AT v B M P G 43 o DA
JEEGTIRYT LN (Y Bl RIS, 3ELR IR sCD163 K-S
XAMBTT A RN 5 IR N 1) 25 R e dn 2z — . Fof
TR 2RI, IR sCD163/ ILEF Fb AR 7 15 252 00 3 A% Ak 8 1T 5 191
W20 BV 38 B M 3R P IR )5 3 A R e A A B 3 PR
sCD163/ ML 7K 343 A i (<520 ng/mmol) | # (520~1200
ng/mmol) F 5 (>>1200 ng/mmol) 3 41, W] Jl 5z Tl 5¢ 4= 2%
FHOH A TG RN E Y. Ik, CD163 BHE B w4 g
(M2c) Al RE S 5 LN [ Fe 88 RAE 1 2, 11 PRI sCD163/ WLEF
P RTAE R AL LN 36 20 B a7 O () 5 A TI0I 48 5 o

Liu A5 BEAG DURIIE BB 6 di 6 P LN R AT 38 &
BILEL T30 v KF 09 ih 28 °F 11 B2 (area under the curve,
AUC) K 0. 96, FUEE N 0. 89, FF 524 1. 00, BT LAFU £
FINRYT SRE , AR Y SRR T W] RE TR 25 METR M LN AR %
DA AR Y LA IV o Park 25 AR 35 4 4 MM B34
57 RN HET 44 58 R IR AR PR ET A 22 17 K LA R 3
A B PR M 25 6 FHER A A 2R 23 W) T30 AR 3 —4F
TRIT R .

B T LRk i AR bR B, SO S $T Clg W]
DI WM i6 7 B L i A= 0 s 0, 145 T8 2 A G AE Wb
B IR B MRS TSR AL RS B

Z AT 64 TR ABE A A2 LN 64 7 2 5 m) P 49 & )

R T LA A 100 5 o B A AR 7R L AT AR R Bl AL
B P K e ) AT 2 S0 A% 250 46 5 125 7 W 5
75 WA B KRB0 . Cheng 2558 1k AW iG 97 5 O
HAUREY) R T — AT AR LN B SR
YATTIT R ATBAY AR TE MR 6 IE (AUC=0. 901) F14h
A (AUC=0. 840) 11914 BE 34 108 25 00 4% S I ARG BHLAR
AI(AUC=0. 6~0. 8) , A Bl T F IR JIX A5 HEJ5- 56 97 T 0
R ERET ,  MARAEER AL A YT CAn 2R Bl 06 ) $2 (IR
. Wang %058 1140 H7 B AR IS IR EERE B0 G/ Bk
T Sk R A Rk A L TN LN ) 5 2T Ak A R N 2
f 41 2k 1R, i T A T C F8 2R 0. 794 (95%CI: 0. 734~
0.854) , 78 DX [] 4 31 /1 C $5 F (A A5 7T 3k 51 0. 857 (95%CI:
0.776~0.938) o T ARIZ TN A BUATH SR T3k AR B 28 0 0 A
AR LN A5 BHLAY 56 SRS A (H 0] L e PR B 859 26 1 2R
IR T AT AR s i R T K IS R . SudE
P00 B 2 R A /N BR EE 68 B IV 21 IR I 1T 43 4
NI AR B ) 8 R AR, A TN s IR B 1z Jr T TR S i
FHE I AT 2 (A IR A 260 T LR T 44 2 1 LN X
R BEA BB BERE/ MME BYI6I7 N, R 8 fR Atk
1BIT

H i Tang %2 1 & 17 —F e A4 Wb 76400 T AR fl 28
RGBT ML V-set FIGBEBREE R 11 4 PR SR BE A
T Z AR S R B LT 1 A0 A2 BRE A 1 S A

T 2 BE 20 T B R B AT dsDNA IgG Hiik it T 2 & 4
REMEF . AR X A LN 5 X IR AUC 5 1. 0, X 43
T LN 54636 37 LN A9 AUC J30.92. BIMEi7E SLE ¥
I3 16 SR BT A4 <<4 B I IR 7 B b b R
LA TERE N H I B R A B HEETA Ry 85%) o LR, 3%
A A W R B i — 2D M T 5 R PP A A B AL ] T30 6
A H Ptk g ESRD B9 XU ORUES: LR 3.8, P<<0. 001) , 3f:
AEA G PR B K0T 2~3 1 H & 748 (USRI 92%, He 7 1
88%) , 8 FIRALIATT o IR B A P AL H, ml
1 3D ATEL A & A B FHLAURAE 10 min PN 58 BRI
ZRGACTR T — R EL i 500 Jo R0 M v A b B Al G ke
MEAR

AT B A TN ARG o B 7 S48 TR i oL f L (9 AT
s 2R YRR R A VT RE LD TN AT e BT AR
SR, A8 R Ah BRI 3BT 36 26 i3 AR B AT SR 2 — APk . A
Ivi) B8040 V58 =2 ) ) s v A R — B0 I A ] i S 8008 R 4
R WAL, TR REAR G /INBR ] T 3K SEAR AL Y 72 M R B
Fo DRI, 700 3k SRS I PR S B T, 7 b AT 7™ 4
LR e\ N X T

it

LN /& SLE % WL 09 & fE H S 3825 , 35 AR SR AR SC 1
HE AR R HE S B2 W R A RN T 43 W LN YR RO
J5 S T BRI R o AR LRI M G i TE P AR AL KBS TR
ST RUEE 3N T TG 2E T M G AE M br iS4 Ty R 4
HEAHEARIRYT WA e RS 1 S 3 AT R T, SR
XA W R ) R T R A T R 1 A 2 M A I R St
D5 HIAELETE 22 (08, A7 75 B A 1) 22 RO IR A B i 1)
Tk o B ATEOR MV & R W AR 1A 0 2 1
A %) W) ks A T D R R TS
FIFERIR AR U A A5 vk

& £ X W
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