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[(HZE] B HWREEE R (upus nephritis, LN) A IF MU UM %25 (thrombotic microangiopathy,
TMA) FBILAYIG RERAE . BRSSP E KBS, I 34859 TMA A9 LN LI PR Bk B0 0 0 24 5
FiE BIEPEIEE 2010 4 12 7 —2021 4 12 7 e me st BE R4 B IR L B Be B IERHY 12 414 97 TMA 1 LN UL
JTMA 4, SR [IAEBEAT BTG K Y 24 A5 I TMA Y LN SBLAE TMA 41, Z0H7 LR AL IR R B . SLE0 %
Kt AR EILE AL, R 126 LNAIFTMA BRI, 8 61 (67%) fEAmiE, 36 (25%) kN2
PEV IR ST, HAETMA Z AL, TMA 4 S/ NERT I FHRE, LI R BRGNS S8 80T H e,
JIE [ B KOF T R (P<0.05) o PRALAE B A A L) | 121 28 1 7K SF B/ NGB0 25 57 B Ge 3438 3 (P>0.05) .
it INGIFTMA BILS IR L pE, B/ NVE R E R E, REMELI BRI TG Shie BOF o iem, A
1R 7K g A [ [rhEL/ILRIZE, 2023, 25 (11): 1118-1123]
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Clinical characteristics and prognosis of 12 cases of lupus nephritis complicated with
thrombotic microangiopathy
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Abstract: Objective To investigate the clinical characteristics, pathological features, treatment regimen, and
prognosis of children with lupus nephritis (LN) and thrombotic microangiopathy (TMA), as well as the treatment
outcome of these children and the clinical and pathological differences between LN children with TMA and those
without TMA. Methods A retrospective analysis was conducted on 12 children with LN and TMA (TMA group) who
were admitted to the Department of Nephrology, Children's Hospital of Nanjing Medical University, from December
2010 to December 2021. Twenty-four LN children without TMA who underwent renal biopsy during the same period
were included as the non-TMA group. The two groups were compared in terms of clinical manifestations, laboratory
examination results, and pathological results. Results Among the 12 children with TMA, 8 (67%) had hypertension
and 3 (25%) progressed to stage 5 chronic kidney disease. Compared with the non-TMA group, the TMA group had more
severe tubulointerstitial damage, a higher Systemic Lupus Erythematosus Disease Activity Index (SLEDAI) score at
onset, and higher cholesterol levels (P<0.05). There were no significant differences between the two groups in the
percentage of crescent bodies and the levels of hemoglobin and platelets (P>0.05). Conclusions There is a higher
proportion of individuals with hypertension among the children with LN and TMA, as well as more severe
tubulointerstitial damage. These children have a higher SLEDAI score and a higher cholesterol level.

[Chinese Journal of Contemporary Pediatrics, 2023, 25(11): 1118-1123]
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5 & (lupus nephritis, LN) & & Gt YE 4L B IR ¥
(systemic lupus erythematosus, SLE) 1755 I & %iE ,
SRS R (chronic kidney disease, CKD) N
Yyt &R CKD S IAFISET- (4 VLI A o LATE By iE
W/RINGIF TMA BUR B2, R s el
FRREIH, SCT LN G IE TMA MG REE &L 1697 &
UG BT R ZEON S 4RIE . ARFFENEE T 12
B LN 5 I TMA S8 LAYl R S B S50k, IR S
LN HE TMA B ILHE T L8 Hr . Mim IR EIRYF LN
HIF TMA SR Z R S

1 ARSI

1.1 HRIFH

a4 2010 4 12 H—2021 4F 12 H £ A
BB} R A7 ff e L2 = B B R BE R 5~18 % LN &
JFTMA BILABERE,  IF RT3 B AT 5 0% A 1Y
L 24 1 LN JE TMA BB L R RTIE . 99 A bR
e (1) FRFSZ; (2) fFahielkEa LR
oo B NEEA N E N OREE S 2R TEIESE
B (2016) ) LN W2 WrbrfE > o HEBR AR
(1) RATEWERALNEIL; (2) IWIRBERIA
L.
1.2 &R E

A B DT RGN IR IR G RE, AR A
R (PRSI WIRIRAEIERAE) o B Il R 3R
M. L ERA (REM . R, 24 hJREE
ER L MFEA. IREA . A, #MAC3. #MAC4
). BRI SORIT R BRI 2812
VEATREYT, BV R 20224E 12 H o
1.3 BIEFESHE RARFITSE

B LSV HLS TR 2 24 200 & 1R B I B
FALFIS W, B RS B2 BUAT G 2003 4F [ RS IE
W 2E o3/ W B2 2B T T 1 4 B AR fE 0 B
PRAS B0 AT L S e 9 . LB A B A A
B ETMA IZWbrifE: (1) 68T R B/t [H 5)
Jik o ZNBh Ik E B/ INER B A LA ALY, AL dE N R A0
MOpp ik . AR | AZESUNAIE R (2) BT
W W B /INER Y R AR K, N R AT
(BRI 0, A S S N BRI 2 . LN
FFEAE TMA 2 SCh 2 B sk iz b LN, HEA -
I AE TMA o5 B e 5. # IR SE [ [ 7 T AR
FEBER T LN 16 S PR BORE 8 B0 abr i A 7

WA
1.4 TRHAE

I 35 A AR o 4 K DR v T A 4T
2012 4R Y HE S 7, AUdRSE Rk . R Rl
MNBIT RN o S84 gefift: IREHT<0.5 g/24h,
i BB /N ER B AR E R BRI R . BB R
PREE I /D> IR ME 1Y 50%, H.<3.5¢/24h, A
A /N R FROE R R T IR . JRYT TC R
INAB5E A Gl S o G bt
1.5 RGEMABIREERASNIEEITES

2 G M 21 BE R 9 R 0 T 2l 45 2 (Systemic
Lupus Erythematosus Disease Activity Index, SLEDAI)
PEAMKHE 2000 4FF A3 bRfE 2 0~4 43 Ry BEAR TG
31, 5~90r WS, 10~1457 NP EES), =14
Gy HEJERE
1.6 Zit=Eo1

JIF AT B0 35 18 1) SPSS 21.0 BEAT 48 2440 B
T 75K F Shapiro-Wilk 25 47 1E 25 43405 K 56
P>0.05 fF 5 IEAS A o 1B 7040 i i 50k 3
Boebnifis (x+s) R, WA HEK N Student ¢
Ky R RS AT AR SO T Az & (43
W) (M (P, Py) | Rox, WA ERH]
Mann-Whitney U4 . 105} LG5 H 435
(%) Fow, M BRI Fisher # P #E 505 8 R
TRy, P<0.055E SN2 B G438 3L,

2 #R

21 —HRER

At A ) 206G 178 ] LN L, Hrh
173 G5 W TG G, b 12 B 25 4R TMA I03E
A LN AT BE LI 6.7%. 1245 5 )L BT et
Bk 5.1 (3.2, 5.2) 4, R22@0#JLF, B34, &
9, SRR (11£4) %, 9] (75%) APIK
KA HWNATE SRS, 361 (25%) hizWi
LN E0AEJ i i 2, FRRAT B R iR & 90 A
TMA. B &RIERPKMEZ (75%, 9/12), Hik
FL RIS (25%, 3/12), 71 (58%) tEA %k
e, 84 (67%) tEAEINE, 314 (25%) tEAMR
SEPERE (2 1R R, 1 BRI
SRR, W EELE), 1061 (83%) AT
BIAARRBRE R S, Wk,
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=1 126ILNEHTMARBILNIERRAETE
ol A TR e AE PR g mg e SLEDAI ?}Tg e
&) P e S TR " G
QRN R ) J CKD 51,
1 12 g B J T B MP s+ I3 E e+ CTX+MMF 24 9 Tt
2 4 13 4B K i H H H B MP i+ &4+ CTX+MMF 23 8 SEALER
A IS I CRRT+MP i+ M35 B4 e A b
3% 0 N2 % # A A A I MMESCD20 i 24 7 e
4 & 10 RIRLEAK p H TG q J MP i +CTX+MMF 21 6  SEEZR
5 &5 EAREESK X Jc I T MPME+CTX+MMF+CD20 B 13 6  SEALER
2 LN 14, & _— e A m
6 @ 9 Bk S d < A H A MP#di+CTX+MMF 25 5 SEA RS
0 . CKD 5,
7 12 KA b i ¥ el H MPEdi+CTX+MMF 18 6 pr——"
2 LN 4 4-4%, CRRT+MP #ifi+ 1M 3% -4 CKD 53,
8 A W ammm f % XA ormak 005 s
9 L 12 Eﬁ@ﬁfl%ﬁ’ K el i 7 £ MP i +MMF+CD20 B3 21 4  EEEMW
10 B 16 TWEREEEKM T G H i MPME+MMF 18 5 HorgEE
11 & 14 4 By AR i B o T A MP I B e+ MMEF 23 4 SERLRW
KAERE | I , , - ; R,
n m 12 = I b H A MPd+IE B+ CTX+MMFE 19 3 CKD 281

7. [SLEDAT] 40Pk 21 BEAR AE 550 16 B 36 51

[MMF ] R o

22 TINENELHR

124080, 104 (83%) A AERREE K ek
FEEAR, 124 (100%) A MFE. kRS
BiEF, 92% (11/12) RIMIMLEH . HAM .

[LN] MRt %8 [Mp] WikJeJde; [CKD] 184k B ; [CTX] PR ;

/B BEAR . 12450 i 75 #MAS C3 Sz C4 BT A REAR, T
HEAMAC4, 76 (58%) METHRFBR (<0.06),
9 (75%) IMLIEHT dsDNAFLiA M, 541 (42%)
MY Smith FriRBHAME . W2,

Fz2 12@ILNEHTMABRILHIE =R TS S
gy 2NREE L HB PLTIFHC WBCIEEC #EC3 gk %[’IJ; ﬁi?z HLdsDNA 4 Smith

[mg/(kg* d)] (¢/L) (x10°L)  (x 10°/L) (/L) (g/L) 173 m)] btk BRI

1 53 " 92 76 3.01 0.34 <0.06 73 P Y503
2 95 q 101 67 2.45 0.15 0.07 69 B PR
3 47 el 89 15 3.99 0.52 <0.06 26 P PR
4 43 H 99 81 1.46 0.04 <0.06 113 {0 A
5 64 Fel 85 36 3.51 0.14 <0.06 109 FH M B M:
6 95 H 96 79 2.88 0.42 0.09 81 Btk B
7 52 H 102 99 4.41 0.33 <0.06 23 I IoH
8 78 H 79 25 2.53 0.62 0.319 45 BAtE FAM:
9 66 H 98 68 291 0.70 0.074 65 FHM: FH
10 57 H 108 57 3.21 0.27 <0.06 73 FH P FAM:
11 102 A 81 91 2.51 0.11 <0.06 76 FHPE FHE
12 35 H 103 66 1.89 0.46 0.09 31 PR A

: [HB] M£r#Er; [PLT] ii/hi; [WBC] FI4HME; [dsDNA] X% DNA,
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2.3 BIriNEE3

BIT B, R2BEJLE TR e dIRYT, 6
AT I B, B SIRIT L R DRIk
[2 mg/(kgd), FKHFIE 60 mg/d] Heal I, 96T
O BE MG Y, 36 T 0 R OB AR R
(mycophenolate mofetil, MMF ) , % 2 R K Bl 7] [H]
TR ILSE G, HITE MMF 4850097 (564
Zef i) 39 LR 1 B S T T CD20 B4 ) 5 1
By Zefi, AP EERIR, EIIREIEE ; 44
BILRZ M (1 BIC sy CKD 2 ), i
BN e BREES), ZHARIT T 3R
N CKD 5, & FHEEENEMRIGT) . RN
CKD 5 If 3 B8 IL, 9w 8 iRy 1 4F s AT
1524, RN O ATRRHMTE R R, 12T LN
HIFTMA, A7 S, PR by 2 Wk e

Je i 2 REYT . EEARIFEEARREL B, B
REFRLE AN, EJE 9 CKD 5 3 W) 1 M ohBe
RATHE G, L803697 2 )5 5 H IR R Z Ml E
KB, AT MR R E AR REE
PERE R CKD 5 #1598l 7 R0k & e B 1 IR FE4k
AEeZEff, 2 A CKD S B (F 1),
2.4 fRIEBYFR

12 1 £ LS 35 B v 24147 A8 16 20 1 7 g
PEIGAE, HrA B LIE SRR 8O K T8 PhTa 45 .
10 BB LA AR RIFREE R (A0t ol 2F 4E ) B
A, e BT A R =ik 35% (6/17) . 12441
PIA A FRRBE I NG R i, 761 (58%) 6
FIAE MR LA Lo GIETEE R, 1 I%h
RC3 YT, W33,

#3 126ILNEFH TMA BILHRIER =

e P B H A 5 /)N ] 5

bl ﬁﬁfﬁykﬁfﬁ G LA LM AMEClg WA (MEUBNREE) e

(%) &)
1 V-G 6 2 ++ +++ +++ +++ ++++ 1/19(5) I
2 V-G 7 0 4 ++ ++ ++ - 0/12(0) I
3 V-G 7 1 +++ ++ + ++++ ++++ 5/24(21) I
4 V-G 9 0 ++ ++ +++ +++ ++ 0/26(0) I
5 V-G 6 1 +- +++ ++ +++ ++ 2/23(9) I
6 V-G 13 3 + ++ + ++ +++ 3/29(10) I
7 V-G 9 2 + ++ ++ +++ +++ 1/7(14) IIr
8 IV-S(A)+V 12 7 + +++ +++ +++ +++ 7/42(17) IIr
9 V-G 9 3 +++ + + ++ +++ 4/31(13) I
10  IV-S(A)+V 20 4 +++ ++ ++ +++ ++ 3/24(12) IIr
11 V-G 11 2 ++ ++ ++ +++ +++ 3/30(10) I
12 V-S(A)+V 7 5 ++ ++ ++ ++ +++ 6/17(35) |

e [lg] fEEREA; (V-6
R G Em—y | 2

2.5 TMAASIETMA AlfRE# b8

TMA 21 FHE TMA 41EJLAIPER . A8 . IR
KA BRSO A IR LR E S RS R R
X (P>0.05), M SLEDAIVFS3 77 1 He4, TMA 4

I R MRS SR VAL [IV-S (A) +V ] R B EG Sh i E IV + VAL, Rk +—R5

VG S B FAE TMA 41 (P<0.05). TMA 41
JNE TR G AR T~ T &% b . BB [ s KCSF 2 T 3E
TMAZH, ZRAS5EE X (P<0.05), Wik4,
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#4 TMAASIETVMAAIGRERLE
i H A TMA 41 (n=24) TMA 4 (n=12) 2z PfE
AERS (¥ + 5, &) 104 +1.1 11.3+12 1.44 0.178
P [151(%)]
Ll 4(17) 3(25)
0.36 0.429
4 20(83) 9(75)
Il RS T [151)(%)]
=yl 15(62) 10(83)
. 1.63 0.187
B Al 9(38) 2(17)
SLEDALTF4 [#1](%)]
AR B ) 10(42) 1(8)
e 4.19 0.043
W) 14(58) 11(92)
B AR [#51](%)]
<15% 18(75) 9(75)
0.00 0.651
>15% 6(25) 3(25)
5 /N ) SR AR TEAY [81](%)]
0~ I %% 19(79) 5(42)
5.06 0.031
IT~T0%% 521) 7(58)
#MA C3 [M(P,, P,y), ¢/L] 0.33(0.16, 0.66) 0.31(0.15, 0.56) -0.05 0.960
RHE B [M(P,s, P,.), mmol/L] 5.87(5.45, 8.95) 6.95(6.43, 7.66) -2.54 0.010
Him =M (¥ £ 5, mmol/L) 2.7+0.6 23+0.6 0.87 0.242
fe L [451(%))]
PEAT e Il 7(29) 8(67)
= 0.57 0.114
NG =RETIINES 17(71) 4(33)
HB (¥ + s, ¢/L) 77+ 11 67+ 14 1.25 0.171
PLT L (x + 5, x 10°/L) 69+9 59+ 17 1.45 0.214

TE: [TMA] AR s [SLEDAL] REMELLBORIESNIESIEEG [HB] MLLEM: [PLT] /MR,

3 itig

TMA & —Ff ™ 5 A IE AR B LR G AE, G IR
8 g R I/ IVBI D | BRI A P B i A R If,
BN R A7 T B A R . LN
SLE (18 If & AE, J& JLE CKD FIFET- iy 5 28 5
Hz—", LN&IHTMA C 40 E N AME R E LN
— FpRR BRI LN g SR LH IR 4 R TS
Hrgs

ARFFFE LN BLA I TMA K R K 6.7%
(12/178) o 3 & — 301 & A WIF 9% 2 38 19 & A5 %N
0.5% %47 s FREKFEANG IS HIX SLE A JF TMA
) 4 R 1%~4% "5 ARHFSGE LN 5 91 TMA B %
A R T SCHRARGE , T RE S9N AARTGEAY LN i
JL¥S R e HL B 0 3 e o ) s LA o6 . BRAE SCik
RAEHE/R LN A I TMA LA 2 S i (acute
kidney injury, AKI) &A% m " A5 H, 83%
(10712) FBILFETEAN TR B AKT, $ER Wi )L
EHEIT A AKT, B TS TEAR, S N

TMA BFFTE . AWFSE, SE a8k 7 51345 9)
WA 1A H WA B A L IERAIT AL, T
JE 220 3 BlhA 2 BIRIERIAYTY, R R
() ] B i

AMEGE 12 BB ILEA B /NE R . Chen
2522 332 (9 SLE FR 3 B IE A, 0 BE M 237 4
A I TMA, Hr 85% 3 kB /NER TMA Al if 5
TMA, HFFEENT 0y 8 20 B /NS (B BT 4538
ANTEEBENTIEHE . AR5 TMA 41 53E TMA
HEJLIE, B/NER T HAE, $8 TMA 7]
AE N B /NVE R TR . R SCEkiRGE WoR, A
JETMA LM 20 8 2 AR, /R T FE R
B AR TR TMA 41 59 TMA 412185 . i
IO L 22 S e g o IR TR S A
WFFE Ry srfity, FEARR /DA G, WAReSA e
FEJLH IR A3 i M AR AN BT 1t AT R SLE 528 5 |
1) G928 T 5 I A B ZE AT 5 o AR F5E TMA 4R
LK 2% = TAETMA 4. — i % e 5%
1 I0E SR WOE ao S A O, Dy — T THI R
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7 e B IALE A B AT RE 23175 4 TMA [T A

— sk [ A RIS 3R, S TFA
JETMA B LN 5, FEbnifE e i hiliay 7 3L ah_om
FHIM 2 B 45T LA B 5 (R R (78%) ™.
Pattanshetti 25 "5 YEAT I — TR AEPEBF 9T K B, 76
PSR SR LM 2K &4, LN &I TMA B3
WA WEER IR . AR, A e filiE Lt
17 M e, b 3BI5E 228, 1| B2,
263k R CKD S, A IR ek et
b

B2, LNAIFTMA IR LRI XS R
WIS, BT EUGYY, o KBS Wi iR
S R IEIT B, B E R AR B .
ARG — TR BB 5E, HEAR AR, HHERR
TR TERE R, B — o R R

Pl B AR F AR EA R,

(& % X #]
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