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# FE: BRY T iFAMR (complement) C3 o C4 7K -F B 69 & 3 MR e B 3 (lupus nephritis, LN) & 4 49 15 R %
FEEHAE, 7K AN20115F1A~2019 F 11 ALTERFERFE —WEERIMAERGESE LN &4 210 4, #%
Y FAMK C3 Fo C4 KT 5 A s A AMKRIE 20 (=30 ) FeAMABARAL (n=180) , WARBAEFIEKRE £ £ 40X I54F
B E S, ER  AFAMKR C3 Fr C4 K-F B 20 % 469 SLE %% 7%E 2 £ % (systemic lupus erythematosus disease activity
index, SLEDAI) {&TAMREARLL (8.70+4.79 vs 13.29+4.77) , 2F A%t F &L (=-4.877, P < 0.001 ) . fiFiMk
C3 Ar C4RK-FEFAEZL Y MFFHEEG (32.54+7.68¢/L) . ik &G (60.98+13.14g/L) . ik (111.43+24.59
g/L) Fetrsm it 4 [ (3.854£0.74) x 10"%/L] K & T B4R 4L [29.65+6.29 g/L, 55.60+11.11g/L, 95.96+19.65 g/L,
(3.31£0.69) x 10%/L], W fRBRAR T AR (367.49 + 158.91 wmol/L vs 276.13 82,57 wmol/L ) , £ 734 A %it 3 &
L (622257, 2.394, 3.844, 3.875, -4.765, ¥ P < 0.05) . fiFiMk C3 fo C4 B3 A& F o9 hRdik (16.7%)
# Clq Fudk (20.0% ) Fedi a4k DNA (dsDNA ) #Ak (16.7% ) 4 M FAKT AR (57.2%, 41.7%, 55.0%) , Z7
A G FEL (F=14272, 6815, 15.116, 3 P <0.05) . BAERELRR Tk C3fo C4 EF L4V AH LN
Hetsl (11/23,47.8% ) & THARL (13/90, 14.4% ) , FLARRE SR 5H £ A% FEL (=14.774, P=0.002) , £
B EFHELN P ifAMR C3 A CA4 KT 5 69 B vk a5 2 B AR, o K R AR, IRBAF 11 B & ik Fa ke AL
V ALLN 69l 2 %, THE T — R4k A,
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Analysis of Clinical and Laboratory Characteristics of the Patients of Active
Lupus Nephritis with Normal Levels of Serum Complement C3 and C4
XIAO Guang-zhi, GAO Xuan, DING Jin

(Department of Clinical Immunology, the First Affiliated Hospital of Air Force Medical University, Xi’an 710032, China)

Abstract: Objective To study the clinical and laboratory characteristics of the patients of active lupus nephritis (LN) with
normal levels of serum complement C3 and C4. Methods A total of 210 active LN patients hospitalized in the First Affiliated
Hospital of Air Force Military Medical University from January 2011 to November 2019 were selected in the study. The patients
were divided into two groups according to serum complement C3 and C4 levels,of which 30 were in normalcomplement group
and 180 in decreasedcomplement group. The differences of clinical and laboratory characteristics between two groups were
analyzed. Results The systemic lupus erythematosus disease activity index (SLEDAI) of LN patients in normal-complement
group (8.70 + 4.79) was lower than that in decreased-complement group (13.29 + 4.77) with statistically significant (r=—4.728,
P < 0.001). The levels of serum albumin( 32.54 + 7.68 g/L ), serum total protein( 60.98 + 13.14g/L ), hemoglobin( 111.43 + 24.59
g/L) and red blood cell count[ (3.85+0.74) x 10'*/L] in normal complement group were higher than those in decreased-
complement group[29.65 +6.29 g/L, 55.60 = 11.11g/L, 95.96+19.65 g/L, (3.31+0.69) x 10'*/L], while serum uric acid
was lower than that in decreased-complement group ( 367.49 + 158.91 p.mol/L vs 276.13 + 82.57 pw mol/L ) , the differences were
statistically significant ( =2.257, 2.394, 3.844, 3.875, -4.765, all P < 0.05) . The positive percentages of anti-nucleosome
(16.7%) , anti-Clq (20.0% ) and anti-dsDNA ( 16.7% ) antibodies were lower in normal complement group (57.2%,
41.7%, 55.0% ) , the differences were statistically significant (=14.272, 6.815, 15.116, all P < 0.05) . The results of renal
biopsy showed that the proportion of type V LN was higher in normal complement group (11/23, 47.8%) than that in decreased-
complement group (13/90, 14.4%), and there was a significant difference in the distribution of pathological types between two

groups (x’=14.774, P=0.002). Conclusion The patients with normal levels of serum complement C3 and
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C4 in active LN may be a special subtype which had lower disease activity, lower rate of anemia and SLE specific antibodies

positivity, and higher percentage of type V LN .
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R G BRI (systemic lupus erythemato-
sus, SLE) B2—MEAELEHLZRE . ZHENAS
RREMEER, b Z2HuR A S EENZ R, ol
I % (lupus nephritis, LN ) . LN H# 55
PEARGR, AN BB XA YT RO B 5 22 SR,
PR ABFFY LN S R [R] 2 78 SRR X e
FIANTHAE B

#£ SLE &R ALl i, Ay 8 45 3 H 2
A, I AMA (complement) %53 C3, C4 3 # #
1§k SLE BYIZWTRTE 30 B A B Bl de bRz — &, ifsi
AMA C3, C4 KPR R B E AR E.
AFFER], *MAAKCEREAY SLE B3 LN &4
R, MR E e P (I R R R B R A
LN GB35 R 55 175 v 52 136 20 1 1M v #MA €3, ¢4 K
SEARBIE R, IRAXER B G S C3, C4 [%
KA LN B RHEA IERTE], & T — 2Rk ey
H AT AH R 40 o AR SCGE 0 X i #MA €3, C4
KO IEH ) LN BRI PRAFAE M 5250 %8 AH A8 At
TTHr, BPESE S X B R IA TR
1 #R5HE
1.1 AR RS AR Rt — M m BE B A
2011 4F 1 H ~ 2019 4F 11 H 1] 18 5 [ XI55
23 1997 AEBITRYZ bR ERR 21 SLE, LN fEBi i
210 4], FrA BEYNTESIPE LN (JRER 1 it
> 1g/24h) , HEBRH LI | TosEBiis K AL F 5
S E VT . P Bk 21 ], Lot 189 4], A
15 ~ 67 (3501 £12.25) %, Jig 6.44 + 587 4F,
iz BB 20 2 YR A4 1T #MAK S, K 210 4]
LN &35 53R 30 M) ifi 35 #MA IE & 241 ( FMAIE 5 bR
WE R C3 > 0.79g/L, C4 > 0.16g/L ) FI 180 {4 b 14
FEMRAL (C3, CABREML) o %W H &ad 2 4R
A — B8 R e e HL 2 53 S5 4L ME (No. 20110303-
6), WA BEHEHERE.

12 B L5XA U5 2 % IR KF BeckmanIM-
MAGES800 F5#i 8 43t A S BL 3050 s Braz i

(antinuclear antibodies, ANA ) ¢ 't A% B 4 1 32 571)
&, AT HCPEZ B (extractable nuclear antigen,
ENA ) #ilid5 & (EEERSEAF) 5 Jrobiig
Ht 14 (antiphospholipid antibody, APN). #i B ¥ &
I [ #i4k (anti- B GPI antibody) ¥ il iz %] & ( AE-
SKU - DIAGNOSTICs GmbH & Co + KG {2
Wi BRAF ) 5 Pt Clq¥ifk (clq Ab) Al &

( ORGENTEC Diagnostika GmbH KKAR % 7212 W7 %
MAERAF) .

1.3 ik R E B 1A R a8 I E bk i
3ml, B0 JEEC )2 M. R R s ek
W AE e R BR B M 1gG, IgA, IgM Fl#bMA C3,
C4. KM 5B EE R ANA FlHT ds-DNA
itk (ANA BRI A 1:100, BT ds-DNA Fifk
IR 1:10) o SRIZEEEAI ENA £k
PURTESE 15 Fke UK. ELISA LI HTO B
g, 9B BEENH 1 5% Clq Pk, LRI H ™
Hs e HR UG I A5 480 o () s uAC 8 B 198 5 A 2 o
SPRIGEIL | 24h JREEFIE R ARSI . D
B, MR S5 R s BB A IR R TR

14 ZitFod BdEaPrRk A SPSS 22.0 Al
e, THEORIAE = bR (Xxs) Fow, 4l
FEEBAT A IE S50 A A R ST HE A ¢ R 3, AN
FFA IEZS 0 A0 84 % H Mann-Whitney U kA£G
5o WERRILIR IR, LSRR, P<0.05
J2E S EA G

2 R

2.1 e iFEAMK C3, C4K-FIEF ML KA E
FHME LN & & W6 R g Pidl B R 4RI
PRGN LG, s IR BN K% . LA A2
. mE, SE0E., BB AEFLEER
WG (B P> 0.05), MM ZRLE M
THAMA C3, C4 IEH 4 (6/30, 20.0% ) K T FAR 4
(71/180, 39.4% ) , 2RA G L (=4.187,
P=0.041) . IV 4MA C3, C4 1F ¥ 2H 5 i 1
% 8 B &R GE P20 BRI 15 2l 75 4% (systemic lupus
erythematosus disease activity index, SLEDAI) 43
7 8.70 £4.79 43, MiFEMRLH M 13.29 £4.77 47, H
2R A AR X (=-4.877, P < 0.001) .
22 fFEAMRC3, C4RFEFHE KA E
LN B % LI FiArki WHE 1L MM
C3, C4 IEWHBAMLMMpITE. meaEl.
WA SO R AT & TRARAL, i RRRAR TR
R, 2REAGIHEE X (1=3.875, 3.844, 2.394,
2257, -4.765, ¥ P < 0.05) , HAbIEhrdlln) 2
SRGITFEENL (¥ P >0.05) .

23 fiFEAMKC3, CAKFIEFAL KIKMEESD
HLN B4 8 Fikg Roki W2, 1M ME
C3, C4 /KF-FEIRALEEDL dsDNA Prigk . Priz/IMik
PR KDL Clq PR TIER 4, ZRA5¥E
X (=15.116, 6.815, 14.272, ¥] P < 0.05) , T H:
i H BB R R, 2R TEGE X
(¥ P> 0.05),
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24 AfiEAMA C3, C4 K-FIEF 45 KA EF
LN &% B0 F hlmae £ A ks MiEEMA C3, C4
HAFIE R A 23 BIATE R0, e iR,
114 (47.8%) A VAL, 36] (13.0%) KNI, 8
1 (34.8% ) A IMAE (Hrpe filgfk VAL , VA
LN A 1] (F& VR 5 miMARE R 90 4

T8, 136 (14.4%) RV EL 76 (78%) H
5%, 5141 ( 56.7% ) g M ( Hodr 49 3% v L),
196 (21.1%) A IVAL (H16 #il5f % vV AL
2 [B) 95 B A3 B3 A1 22 R B G5 X (=14.774,
P=0.002)

x1 % C3,C4 KFEFEAERMAFINE LN BEHNLHEEIARILE (x+5)
L 115 €3,04 IEH 4L (1=30) 13 C3,C4 FEARAL (n=180) ! P
40T (x 10°7L) 698 £4.27 7.02 +4.30 -0.049 0.961
RE AN (x 10°71) 141+0.82 137£1.03 0.224 0.823
LI (x 10771 3.85+0.74 331£0.69 3875 < 0.001
MAEA /1) 111.43 +24.59 95.96 % 19.65 3.844 <0.001
M/MRIL (x 10°7L) 183.10 £ 75.46 180.55 + 86.32 0.404 0.879
M S (/1) 60.98 + 13.14 5560+ 11.11 2394 0018
MEHFEA L) 32.54+7.68 29.65 £ 6.29 2257 0.025
MEERE (2/1) 2844 +£8.25 26.35+6.99 0.681 0.141
M3 SRR ETEEE (mmol/L) 5.11+1.95 478 %157 0.647 0312
I3 = BEH I (mmol/L) 1.85+0.91 210+ 1.11 0313 0252
M FRFR (. mol/L) 276.13 +82.57 367.49 + 15891 -4.765 < 0.001
I AUEF (o mol/T) 9537 £82.39 86.64 +39.26 0.928 0.354
SLAMIRE R (mu/h) 26.69 +23.23 36.45+28.84 -1.733 0.085
C R (mg/dl) 0.78 +131 0.93+1.68 -0.434 0.665
FIERRIE TeG(/) 1298 £527 13.71£7.67 -0.507 0.613
SRR TgM(o/L) 0.99 +0.74 0.90 +0.62 0.690 0.491
SRR T2A (/L) 2,67+ 146 247 +1.34 0.724 0470
FME C3(g/L) 0.89+0.16 042+0.17 13.860 < 0.001
HME Cd(g/) 0.21£0.05 0.082 +0.05 13.737 < 0.001
IR E & (g/24h) 241£158 297+2.11 -1.369 0.173
Fx2 IiE C3,C4 kK PERASKRRAFMN 3 itie

LN BE B BMEERILE (n, %)

FMEIER AL AMEREIEAL )
(1=30) n=180)  *

16(533) 1176500 1507 0220

i H P

ANA P (>1:1 000)

Ji dsDNA ik 5(16.7) 99(55.0) 15116 < 0.001
#i nRNP/sm $ii k& 13(433)  84(467) 0115 0735
HU Sm itk 6 (20.0) 47061) 0509 0476
i SSA Fifk 17(56.7)  109(60.6)  0.162  0.687
i Ro52 Hifk 14 (46.7) 95(528) 0385  0.35
i SSB Hitk 5(16.7) 25(139) 0162 0904
PUBIMEA 5(16.7) 75417 6815 0.009
bR ARE LN 8(26.7) 74(411) 225 0133
PEMER P EASIE 8267 69(383) 1507 0220
i Clq itk 6(20.0) 103(572) 14272 < 0.001
PULBEIRSLIA 2(6.7) 20(117) 0659 0620
g RN Tk 7(233) 53(294) 0471 0493

ARG BRI (SLE) &—Fh [ B st
Wi, BEERNEAAEZR A B PR S R R
AESEH, WHRPERREN (1g) G Fhm MaMAREK.
SLE S iitkacs, A2 H 85 T g HA AR i 4y
fE, WIS 1gG 1E# F1 1gG FHE B9 SLE B 2 i)
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SRR, I AMA C3, C4 K3 HIRES B
ISR, (R TR AR, Huj#ME C3 , C4
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Fri&aW Vo ARWFFEIESAE TG Stk LN b, 364
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e, BRI R A S RMA IR H
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RET 2 B BRI T %o
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Fo ARV R, AMAILA R SR,
C4d, EC4d, C3dg, iC3b 4%, LAMA C3, C4 4557
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FEE A MR 2 dehs U2 A JRTERMA €3, C4
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