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[(FZE] B A LEI~ VR ICAERIERAENEE R (silent lupus nephritis, SLN) [ FE [ K 26 K HUS HEAE
FiE EUBHICER 2007 45 5 H —2023 4F 4 7 T Eg R R B ) LBHfA 2 1Y 30 61 SLN LAY IR RGO, AR
'%‘HEJ%I%W%%HWE (1245)) A~V EZ (184)), 43HrIl~V B SLN KL IfER P2, I sl HoHiUs

F. &8 306ISLNZIL, TBEVAT 61.504 A, T ASZH AN~ V 59 2H g L5 b R B 25 ke ] . ik 3 24
ZE%MH“ PTG SRS F B . AL /NERUE S AR T R R 22 I TE ST A L (P>0.05) 5 1T #9414 3 il B
JLik 2N PE BN (chronic kidney disease, CKD) 11, M~VEHASHIEEICKD 11, 46553 CKD 21, 261
ZPESLN L, T~V AL S AMA C3 /KSR T 1T840 (P<0.05) ., SLN L. Pk SLN & JLILE C3 K55
HEH IgA | TG Fl C3 s 5 A WP GIREE A E (P<0.05), 2otk SLN BTG C3 7K F- 6 5 B e B h vk 45
B AADE (P<0.05). —JClogistic MIHHIHE/R, oMM AMA C3 7K P2 JLEE T~ V 5 SLN & 2E 1y fs s [
£ (P<0.05). &t SINZILP I~V R ADUL, e A5 B et R iy KU, Lo PR AR i #MA C3 7K P
JLEE M~ V B SLN [ fERe K % . [hEYRILRIZE, 2024, 26 (9): 914-920]
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Risk factors and prognosis of pediatric silent lupus nephritis with class III to V

SHEN Tian, HE Qing-Nan, ZHANG Qin, CAO Yan, DANG Xi-Qiang, WU Xiao-Chuan, LI Xiao-Yan. Department of
Pediatrics, Second Xiangya Hospital, Central South University, Changsha 410011, China (Li X-Y, Email:
lixiaoyan001@csu.edu.cn)

Abstract: Objective To study the risk factors and prognostic characteristics of pediatric silent lupus nephritis
(SLN) with class III to V. Methods A retrospective study was conducted to collect clinical data from 30 children
diagnosed with SLN at the Department of Pediatrics, Second Xiangya Hospital, Central South University, from May
2007 to April 2023. Based on renal pathological classification, the patients were divided into a class II group (12 cases)
and a class III to V group (18 cases). The risk factors for the occurrence of class Il to V SLN were analyzed, and the
prognostic characteristics were summarized. Results Among the 30 SLN patients, the median follow-up time was
61.50 months. There were no statistically significant differences in the proportions of patients who discontinued
glucocorticoids or achieved low disease activity status, nor in the annual decline rate of estimated glomerular filtration
rate (eGFR) between the class II and class III to V groups (P>0.05). However, three patients in the class II group
progressed to stage 1 chronic kidney disease (CKD), while eight patients in the class III to V group reached stage 1 CKD,
and four patients reached stage 2 CKD. Among the 26 female SLN patients, serum complement C3 levels in the class III
to V group were lower than those in the class II group (P<0.05). Serum C3 levels in SLN patients, as well as in female
SLN patients, were negatively correlated with the fluorescence intensity of IgA, IgG, and C3 immune complexes in the
kidneys (P<0.05). Additionally, serum C3 levels in female SLN patients were negatively correlated with the renal
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pathological activity index (P<0.05). Binary logistic regression analysis indicated that being female and having low

serum complement C3 levels were risk factors for the occurrence of class III to V SLN in children (P<0.05).

Conclusions Class III to V SLN is not uncommon among SLN children, and there remains a risk of long-term renal

function progression. Being female and having low serum complement C3 levels are identified as risk factors for class 111

to V SLN in children.

[Chinese Journal of Contemporary Pediatrics, 2024, 26(9): 914-920]

Key words: Silent lupus nephritis; Complement C3; Risk factor; Prognosis; Child

RIEVEE R (lupus nephritis, LN) & RS E4L
FERHE (systemic lupus erythematosus, SLE) 5| fY)
B E, L SLE B RN 48%~78% "', &L
#SLE fie ' UL H B R IEARIFA0E , e T 28t
J R 22— 20— T o 5 AR K 3 20 AR RIS IR
B, JLEE LN 3 J& Jy 1% 1 B iS5 (chronic kidney
disease, CKD) 517 FL 3l ik 14% 0 LN A9 53
PURFNRUR A HIN TR B E

ToAE R PEIRIE T R (silent lupus nephritis,
SLN) & — 2RIk LN, AR S i = BRI JR
Krse . MRS DIRE TR, SLN RS Wi T
BRI . H19754ELOE, EFR 12 kK2
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FEA N 8~42 (N4, 3t 400 43151 SLN 5 (i
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1.1 MRS

[ BN A 2007 4E 5 H—20234E4 A TRk

SHE & e JLBHZIA B9 SLN B LA IR IR 4 .
WARRUE: (1) 4Filk<18% . (2) SLNZW;[E i
JEUITF 346, OFF4 2012 4F 2R oM 21 BEIR I [ B
PMEZH SLE 73 2b5ifE s QW MEAG HLAH 2US K 17
B 2018 4F [ bR 5 I 95 27 23/ s B 7 2% 03 KA
Y QRE A RIRITERSA M. 24 h
PR B i <150 mg, Bl HL IR 2 F/IR WL <0.2.
JR B O <30 mg/L. Ah BB N Bk O0E
%}
>120 mL/(min + 1.73 m?) HLJG & M0 A I R 2. HE
BrbniE: (1) SRR 4 (2) B 2 RlG AT
P52 B B BOR 28 250597 o L4 A 30 491 SLN
BIL, WA s DA (n=12) AT~V
BH (n=18), J& 1 8EIL. Fra &)L AE
2528 B N BTSRRI S R . AR IR G R
R 2 RE — B2 e Il DR A 5 48 B0 2= B 2% i I 1
(2022 f& H -l W2 0635 )
1.2 FRUE

IR RGEMEELL T ROk (1) ABERT
AEWY L MR PR (2) mARERAL, LI ER A
5K BN B IEDURR Y S 2 A e
SR E . TESIPEFE L (activity index, AT) F192 Pk
854 (chronic index, C1); (3) #fi2 0t SLE ¥ 9w 15
3 48 $0-2000 (systemic lupus erythematosus disease
activity index 2000, SLEDAI-2K) PF4r; (4) #fig
J5 2 2024 4F 1 A TEHIZA DL . eGFR ., CKD 7348 &%
H 25 8 9 K 5 6 35 B R B (lupus low disease
activity state, LLDAS) AR 22,
1.3 GFitESHh

K HI SPSS 26.0 HEATGE T2 3 M . AP & IES I
AR PORH AR £ bR 2E (x+5) Fow, dE
IEA TR RORHATP A 8 (Do gk alee) (M
(Py, Py) | ow, ZHIA B PIREAS ¢ K6 30 B
Mann-Whitney Uk %5 TR LLBIEURN 28504 1
I (%) Fos, R Fisher i IR L, 45
298 BE B Mann-Whitney UK 5 . R F 2 A 0]
58 (P<O.1 A ARRIE) Gifi e A28 4, HEAT —

T logistic [AIH 43 AR5 T~ V 74 SLN & A= iy fés s (K]

(estimated glomerular filtration rate, eGFR)
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o M A 43 M R H Spearman A M. P
<0.05 & UNZEFAGIFE L.

2 #£R

2.1 IfRFNSEIE = FRHSE

e A 30 41 SLN &L, fu$E 1241 0 #Y, 74
MA, 6@ M+ VAL, 24]IVA K34 VAL, JC1
A VIEY | AR 20 M S i A P AR I e g B

KB IL. TR 1245, M~V ARIZH1841], W
HEJUAERE . MM AL . SLEDAI-2K PE4y . SBRTG
BRESTRE . MR IRIRERA . IS C3. Mg C4.
MG B SPUR BRI 2Z S Tt # 8 L (P
>0.05) . A 16 ELFE R O SUSG IH4H A 12 LN J5 {4
K6 e RPTAZ B BH P SARAMAS AT , 5 s B R
VAL, 8o FER 0N H o kLT, T~V A
M7 C3 AR T R4 (P<0.05), W1,

F1 24BSLN B JLIGFRMEIE EE BRI AE bb 4%
T H 11 7920 (n=12) M~V AIZH (n=18) /UMH PiH

AR [M(Py, Py, %] 11.00(8.50, 12.00) 12.00(9.00, 13.00) 85.500 0.342
PER (B2, B) 3/9 1/17 = 0.274
SLEDAI-2K #F-43 (¥ £ s, 43) 8+4 83 -0.516 0.610
PRI Bl 43 BE (1511(%)]

IR (0~647) 4(33) 4(22)

R (7~124%) 7(58) 12(67) 95.000 0.588

I (>1343) 1(8) 2(11)
FTE [M(P,s, P,.), A1 7.00(0.75, 12.00) 2.00(0.50, 6.25) 72.500 0.135
Il R A [151](9%)]

S5 11(92) 12(67) - 0.193

KR 3(25) 7(39) = 0.694

KA 1(8) 6(33) = 0.193

FJRFER S 1 3(25) 1(6) = 0.274

21 0(0) 2(11) = 0.503
MIHC3 (% £ 5, g/L) 0.54 +0.29 0.41£0.16 1.428 0.173
LRI C3" (% + 5, /1) 0.66 +0.23 042 +0.16 3.126 0.005
IL3E C4 [M(P,s, P,), g/L] 0.06(0.04, 0.12) 0.07(0.04, 0.10) 105.500 0.925
AL C4” [M(P,s, P,.), /L] 0.06(0.05, 0.13) 0.06(0.04, 0.08) 67.500 0.642
B DNA BAYE: [51(%)] 8(67) 14(78) - 0.678
BT SmPTIARBEYE [11](%)] 7(58) 8(44) = 0.710
Bt SSABLIARBAYE [51(%)] 6(50) 10(56) - 1.000
Pt SSB A FAE: [1](%)] 2(17) 4(22) = 1.000
HLul RNPHUIARBEYE [51(%)] 6(50) 12(67) - 0.458
Bt RoS2HUMABHME [#51](%)] 3(25) 7(39) = 0.694

: [SLEDAI-2K] REMELBEIELERRIG sh1640-2000, ~ 1T YL AN ~ V BIZL 5350457 9 IR0 17 il LB UL

2.2 'BRERIEYFE
I~ V BRI B ETRR Y TgA | TG FIEMA C3 feyis
BEYPIREE, VWAL MER T T2 (P<0.05),
MIgM. C4. ClqWEE G, Lk sy
IR ZER TG #E L (P>0.05), W2,
23 SINEILSHFESTAN~VENERERH
i

R M5BT, DARBE AR AR . 151
JfE . SLEDAI-2K ¥4, eGFR., IfiLiE#MA C3 il C4

K, DA BTSmBLik . PUAGE DNABLIA . $TSSA
ik . PUSSBHIMA . L ul-RNPHUAFIHE Ro52 Hiik
FHPE % i 5 T~ IV 78 SLN AH DG 19 [ A5
TE P<O.1IMEARRE T, MRS C3 AP iif

SRR A AZ . SRR A PR RIS €3 K-
Ve B e, DOk R M~ V 2 A AR 6

(1=42, 0=7%) 7T logistic BT, 455 8
N, ERMR TS C37KF5 M~ V #Y SLN A& A= XU
WERAA S (P<0.05), W3,
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%2 2£SLNEJLERERERFIERM AR LLE
IiH I #I4 (n=12) I~V AIZH (n=18) Uf PH
IgA RIEL B WVOCREE [$(%)]
- 3(25) 1(6)
+ 1(8) 0(0)
. s 159) 64.000 0.045
- 3(25) 10(56)
TG G S WG IE [15](%)]
= 4(33) 1(6)
+ 0(0) 1(6)
» - 8) s 50.000 0.006
ot 1(8) 10(56)
LM S 53 B BE (151 (%)]
- 3(25) 2(11)
+ 1(8) 0(0)
N 550 e 77.000 0.173
+++ 2(17) 6(33)
C3RPELZ AW DOCIREE [15](%)]
= 5(42) 0(0)
" 1®) 16 61.500 0.033
++ 2(17) 7(39)
+++ 4(33) 10(56)
CARIEE A WDIREE [151](%)]
- 9(75) 9(50)
+ 1(8) 422)
» 1®) 07 83.000 0.260
- 1(8) 2(11)
Clq B2 B [151(%))]
= 5(42) 3(17)
’ A7) 200 90.500 0.442
++ 0(0) 7(39)
ot 5(42) 6(33)
AL[M(P,, P,,), 5}] 3(2,3) 43, 4) 26.000 <0.001
CI[M(P,, P,)), 53] 1.00(1.00, 1.00) 1.00(1.00, 1.25) 92.000 0.354
TE: [AL] WEEMERREG [CI] MR
%3 1II~VZASLNX% 4B EZER T logistic B34 #7
i H T (A B SE Waldy® P OR 95%CI
Eegis 0=F 1, 1=tk 3.283 1.477 4.940 0.026 26.645 1.474~481.753
I C3 (/L) SR A -5.357 2.425 4.882 0.027 0.005 0.000~0.546
W - 0.153 1.299 0.014 0.906 1.165 -

24 MBEC3KFEEBHERESURNEBER
AlEHE K TS 1
JIr A P SLN F8 L K & SEN LY UL C3

KOS B E R TgA | ToG A1 C3 9 B A o i i
IR A (P<0.05), (AL SLN & LI C3
K5 B I HE AT A e (P<0.05). L34,
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X4 MFECIKTESIgG. IgA. CIREESWRIEEN AlFIEXEST
5 oG RPEL B WD o TeA RPEE AW C3 L YDt Al
X rf PfE rfl P{E r {8 P{E rfH PfH
1% C3 —0.404 0.027 -0.631 <0.001 -0.662 <0.001 -0.193  0.307
Lok LI C3 -0.516 0.007 -0.642 <0.001 -0.693 <0.001 -0.441  0.024

. [AL] fEEhPER AL

2.5 BTFHERER
1V + AL 10 2 o SLN BULFEIRYT 14
A Ja R ARG AT, 4% 29 B34 R T 2 2024
F1H ., T AVHFEDTHS 0.83~10.58 4% (i Fifi )7
B 45945 ), He il (50%) BV 5
Ao 17 B~V RLZ] L RE D5 B 1.92~15.42 4F
(R RfEDII 5.344F), 1261 (67%) BEVIFHE
FUIR Ko

HIF B, 26 (17%) T RIR 11 6] (61%)
I~V AVZH (8 OLTE S 28 % & J5 Gy 7 (eh
B R B R v 3G 9T L R R I B o o B
e ambiz ) . AE 2024451 A, AV AN -~
VR 530046 67% (84]) F178% (1445]) &Lk
F 25 LLDAS " (P=0.678), 434 33% (414))
M50% (9F) 15 bR TR (P=0.465). K%
3G A B, B AR L TP AL eGFR 43 5 S 174.9
(157.7, 229.2) mL/(min*1.73 m?) fl 173.8 (163.5,
193.6) ml/(min*1.73 m%), ZR LG L (U=
101.00, P=0.799) . W41 LA {7 eGFR 4F T Bk
JE 5351291070 (3.65, 12.72) mL/(min*1.73 m’)/AE
F18.61 (490, 13.46) mL/(min+1.73 m)AE, %5
TGt #E L (U=97.00, P=0.462), Il %IZ 3
FBLIAF CKD 135 T~V A4 8 5] g LIk 5] CKD
18, 4458 JLikE] CKD 2 .
3 itig
AHIFFERT 30 491 SLN S8 JL#EAT BB 734, h
PEBEVI K 61.504 H , 3041 SLN s LA 3 4] 11 %Y
A8~V 2 B Lk 2 CKD 14, 4411~V &
BBLUERE 2 CKD 23, AT & B0 Lo P A I 335
A C3 7KL~ VI SLN &A= fa i R &

AwFgEdr, M~V AISLN &L & R 60%, X
— He B B AR AE BN SN 35 R 5T 4R 1 0~80% 1
Rl = 224, (B T E AL SLN [WE PR T i
B 24% " F36% ", XTI RE S AR B
RS AFEAFSE P SLN H 2 bR R F (R
T H /R WL <0.2 mg/mg - w2 hREATEE

<150 mg ' 1 <300 mg ' B <500 mg " ), PARA
] = A= X6 24 h BREE 2 5 <500 mg 14 SLE S5 17 F
FERNE R AR ME 22 AR OC . BRI, SLN AEFEAT)
ANEZM, HSLNEILH e AU T LA E 1k
BIFEAE

HET, JLE SLN (4 10 fif U7 B8 A XT3 =
Mannemuddhu 25 "' fBIF 5T 78 7 451 384 5 AU SN g
JLTER 2 G VAE 2Rt 25 CKD 13, {Hixise it
A AR G A SLN LA BET 45 R o Fish 55 2
I A 4 4] eGFR=120 mL/(min-1.73 m?) H IR
HFIHER SLN L, Hd 1 FilfEdfiz )G 9 H ik
% CKD 2, 1BI7E612 )5 66 1~ H # J'e 2 CKD 1
W RAEARVIFET 17% 1) T RLE LR 61% (T~ V
AU LA B 28 05 A6 J5 3G 0 T AT 2590 1 7
PR, PIZH LA R BE VI 5 2 25 LLDAS DL K45
FHBE Kz i 2 9 L EE R AK, H B4 LY
eGFR ZKFAT LAAHIE A3 T %, JUHE T~V A
A 24% M EILTEWIZ G 6.4~10.54F-3F |2 %2 CKD 2
W, $78 SLN LR AR S BIIRYT , (HaE 47
A IRESE R KUK . SLN LA SR SR 1
AN Z AL I DR [

LN 1) F 2 BALE A B BPUIAR TR T B k2
W, il A MA RG0SR B/ NERFTE /N
(i) B L AU SRE N 7, ARG AR S T~ V
RISLN BLE AL G TgA K& C3RPER AW
DGR EE DL e ALSHE 2w T DA, JF B 5 s
C3 /K- HA B, 5 LN 1) =285 B AH
52 TEREAE X R B JLEE SLN () [l JB i o
IMLYE#MA C3 9732 38 0 SLN [ FE ks R 2, Hifth
RO HGE Gk N R G Cc4 ™. CH50
PRI E 1 P SmPrik ™, AHF5E
R RN, AR AMA C3 7K JL#EE M~V U SLN
e ZEZ —.

AWFGE K Bt T~ VRS SLN H LAY fE R A
2, AUEL M SLN FBULH I C3 7K P71 I 35 22
S o ZRABLA P 1) 2 S A A U R DG i TR 1 1 B
FEP A RE Y R H TR AR R TR
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