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Analysis of clinical risk factors and prognosis of lupus nephritis with thrombotic microangiopathy”
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[Abstract] Objective To analyze the correlation between clinical features, risk factors, treatment op-
tions and prognosis of lupus nephritis ( LN) combined with thrombotic microangiopathy ( TMA ).
Methods From January 2010 to January 2018,63 patients were diagnosed as SLE with TMA by renal biopsy
and renal pathology. The patients were divided into the survival group (46 cases) and the death group (17 ca-
ses) based on prognosis, correlation between clinical features, risk factors, treatment options and prognosis
were analyzed. Results TMA characteristics,risk factors,treatment options and other factors were analyzed,
—= 4 TMA features,nervous system damage,single infection site,2 or more infection sites,SLE disease activity
Index (SLEDAI) score,Sepsis-related Organ Failure Assessment (SOFA) in the death group were significant-
ly higher than the survival group(P <C0. 05). Methylprednisolone (MP) combined with cyclophosphamide and
plasma exchange treatment can achieve better survival rate (P =0. 042). Logistic regression analysis showed
that infection, nervous system damage, =>4 TMA characteristics, SOFA, SLEDAI score, thrombocytopenia,
neutrophils,reticulocytes, C-reactive protein (CRP) ,etc were independent risk factors for death. Conclusion
Infection,nervous system damage,—=> 4 TMA characteristics, SOFA,SLEDAI, blood system damage,elevated
inflammation index are risk factors for death. Methylprednisolone + cyclophosphamide + plasma exchange
treatment can achieve better survival rate.
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sl P51 AR I SOFA SLEDAI AN R Y EZO 3
S T (%] (Tts.%) (G+s. A (TEs.40) (Tts. 40 Tn (%] [n (%]
paanaEl 46 43(93.48) 30.57£11. 64 17.88433. 48 5.17%1.51 11.76+2.93 16(34.78) 4(8.70)
FET-H 17 15(88. 24) 28.12+11.24 20.29426. 82 6.1241.69 14.47+3.99 11(64.71) 6(35.29)
XZ/Z 0.467 0.746 0.267 2.132 2.946 4,538 6.576
P 0. 605 0.457 0. 790 0.037 0.005 0. 046 0.018
Z L, TMA 2—F D, S L ARG REEBESE I &R I ALK B S 5% (end-stage renal

FE& B A iy B PR BRZE A AR L DAGROI 4 i 44 T A N
B T DN 1WA N R A TN - 1 = 75 1 1
(microangiopathic hemolytic anemia, MAHA) . %k
A0 2 Ty BE B E R T BB E S ARAES I R 1
BEALHE AR 1 /N B s 2 P 28 9% (thrombotic throm-
bocytopenic purpura, TTP) FU I IR 5 25 & 1iE Che-
molytic uremic syndrome, HUS)™' . 3% tn 5 R F1
W de 7 AT RE 23 By . 40 AEHT L 30 Fh P 1Y 0 S8 2 o
790 % 5 M ALK e JE R A A R B B R FT i aA
90%"" . fEXFF LN fF TMA 158 %, B 52 52 il
BT AR RS (31, 99 . AR ST
XF 63 il LN f TMA S35 091k K 588k A7 [0 o7k 43
Br 481 TMA FRE el B R Ry R 5 BE WG
AR DG L LRI R BLAE: PR 3R 4R S BRI T
1 #REFE

L1 — ¥R 2% 2010 48 1 H & 2018 4E 1 H A
Be B R RO 2, AT B TR R TR 12 W LN A
TMA B # 63 B, b5 5 i, & 58 Bi]; F ¥ 4 i
(29.90H11.49) % . A ABRUE: & 1997 4F 3£ [ K,
Y9 2 BE B BUG 1 SLE (1912 I b5 i CACRO™ , W1
WA LN B E e 38 2 B PR S B 23 R E I
Hi2g 22 (ISN/RPS) 2003 4F7p BUAR EFF TMA; I A 58
Bl R BEORE L R BT R MR 9T O Rk sk . HEBR AR
T < b A PR 2R A0 B B A T i I BT SR RO i
NI MR T L T A0 R A T i R B A
K H e Bk b 7 (HIV) YL B AEAHOC TMA, R4
WEACAE 7 J5 B e v M HEBe 25 ) G2 2 L 28T A B
HEAMETHEAES) G TMAYY , i BEAR AN
B B B2 B G ) B A L ML SR AT A I B A B
U2 I T 48 B 27 o L AR AR L

1.2 ik

L2.1 GgsR@BEKEER R 2000 4 SLE %
15 3l % 8 Fr (SLE disease activity Index, SLEDAI-
2000) X i AR B DEAT IO . D SR AL SLE B
PRI R AF I R LI R TR AR AE CIffL /N A 98/ i
MAHA & #2258 ) Re 4t 3 R B D s it ) L5k
55 A AR A R SR R B FETSAE S R IR
1.2.2 BESTHRIFMbRME A1 4L A B 1)

disease ESRD) [ B & s S T- 41 . 4 B $A 18] 38 1= M0k
EFIRIT A ESRD H A AE Il 7% 35 A K T 5% T
I MAMEE, BimE TMAY & 1A B/ eka
F/INEl K AT UL P ZE M 2 Ak B - i/ D AR IR s 6 TR UL
B /B LBl KR IR TN 2T 4 R R RS (B AR T 1Y £ 4H
L, 2 Ik 25 VA 7 P | Bl Ik 240 Bz A el Bl S Ik o R AT
e MEXG A s BE R UL B R R B A (9. MAHA:
I 2T (CHb) <100 g/ L, AR I % 74 £ 48 g (bro-
ken red blood cells, BRBC) >2 % , F} & # 3L iz i & il
(LDH)>250 U/L.[a]# M40 R &, 13K &5 & 2k &
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A4 46 10(21.74)  37(80.43)  1(2.17)  24(52.17)  28(60.87)
BET-HH 17 5(29.41)  16(94.12)  4(23.53)  15(88.24)  12(70.59)
X/ 0. 403 1. 740 7.748 6. 845 0. 506
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R (ESR) (R 55 2 5 c/MA C4 S5 7 bh A, 22 7
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*3 MAEABRELUEENIBRIEE (£5)

Eiztan FRdln=46) FHTHO=1D ¢ P

WBC(X10"%/L) 4,610, 32 3.6040.64  1.539 0.129
PR AR 0 71.35+1.95 80.53+3.04  2.478 0.016
Hhb(g/L) 81.20+3.56 83.76+4.34  0.398 0.692
PLT(X10°/L) 108. 0010, 25 68.06413.26  2.136 0.037
BBt iva g () 2.46+0.19 3.26+0.35  2.134 0.037
24 h JREMER(mg) 3 825.004-435.00 3 418.004-803. 10  0.471 0.639
HEM(g/L) 25.10+1. 26 22.261.40  1.264 0.211
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ARG E 2 ()] 12,17 4(23.53) 13.86(1.421~134. 903) 7.748 0.017
PLT W [n (%) ] 24(52.17) 15(88. 24) 6.875(1.409~33.537) 6. 845 0.010
BN EY[ (Y0) ] 16(34.78) 11(64.71) 3.323(1.034~10. 675) 4,538 0.046
2 A DL BRI [ (6) ] 4(8.70) 6(35.29) 5.727 (1.373~23.902) 6.576 0.018
TMA F+ER FEETF 4 A (%) ] 3(6.52) 5(29.41) 5.972(1. 245~28. 645) 5. 867 0.028
MR A0 (2 =5, X 10° /1L 3.6140. 64 4.61+0.32 1.063(1.008~1. 120) 2.478 0.016
o LT AN (s 5 20) 2.46+0.19 3.26+0.35 1.532(1.002~2. 341) 2.134 0.037
1fi LEF (& + 5 » pmol /1) 132.20416. 54 230. 30+50. 64 1.003€0.999~1.007) 2.400 0.020
CRP(z%s,mg/L)) 30. 0425, 41 54.25410. 51 1.015C 1.001~1.029) 2.213 0.031
M C3(xts.g/L) 0.41%+0.03 0.29+0.04 0.035(0.001~1.012) 2. 064 0. 043
SOFA(x £5.4M) 5.1740.22 6.1240. 44 1.464( 1.011~2.119) 2.132 0. 037
SLEDAI ##43 (x £ 5,43 11.76+0. 43 14.4740. 97 1.274(1. 064~1. 525) 2. 946 0. 005
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