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Significance of detecting serum C1q level in diagnosis of systemic
lupus erythematosus with lupus flare and lupus nephritis

Jia-xin Wang, Zhi-dan Zhao, Bai-yun Zhong, Ting-yan Xie,
Qiu-huan Zhang, Si-si Feng, Hui Deng
(Department of Clinical Laboratory, Xiangya Hospital, Central South University,
Changsha, Hunan 410008, China)

Abstract: Objective To explore the serum level of complement 1q (C1lq) in systemic lupus erythematosus
patients and to analyze its significance in diagnosis and prognosis of systemic lupus erythematosus with lupus
flare and lupus nephritis (LN). Methods According to the clinical data, 150 cases of subjects were divided
into four groups. There were 60 cases in SLE group, 30 cases in other rheumatic disease group, 30 cases in
other kidney disease group and 30 cases in normal control group. The SLE group contained 33 cases of LN
patients and 27 cases of non-LN patients. The serum level of Clq was measured by immune transmission
turbidimetry. The correlations between the serum level of Clg and other disease activity parameters such as
SLEDAI scores, C3 and C4 levels were analyzed. Results The serum level of Clq in the SLE group was sig—
nificantly lower than that of the other rheumatic disease group, the other kidney disease group and the normal
control group (F=41.428, P=0.000). The LN patients showed a significantly lower level of serum Clq than
the non-LN patients (t=-4.262, P= 0.000). The SLE patients in active stage showed a significantly lower
level of serum Clqg than the stable patients (t=-5.159, P=0.000). The sensitivity and specificity of Clq to
diagnose LN in the SLE group were 66.7% and 59.3% respectively. The area under ROC curve was 0.717.
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Correlation analysis showed that the serum level of Clq was positively correlated with C3 and C4 concentra—
tions but negatively correlated with the SLEDAI scores
0.000). Conclusions C1q may not only contribute to the diagnosis of SLE and LN, but also reflect the disease

activity and treatment effect.
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AW AT RS 150 1], 43y SLE 2 H:
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SLE #1°4 2015 4F 2 A -2015 4E 5 A 7E s K2l
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1 SLE i A A 25 i), i TE B R 35 1Al
SLE BEFF A LT Z— I HEBR LAl 2 Bk LN
D24 h JREEAE R >0.5 g/l QPRA 20 i 4 7 5 5
K AL @B ZERE K IESE™, Hor LN 38 33 i,
Ik LN g3 27 B, oAb RUR B4 A A B KRR E
B i B, Lotk 23 9, P 7 5 AR (39 + 14) %
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(r=0.593, 0.448 and -0.589 respectively, and P=
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% 4 5], FERIBIE T 58 9 B TR A PELS 4 41 280% 2
B, A ZENR 2 191, A 9 IR 28 3 191, R oAk 2 4 i
U5 3 B, A5G A PR AR O Y Bl PRz Wrsl o 25 bR
e o A B 00 4 A A 5 B I R B ) R T
ot 22 ), Tk 8 191 AR (36 + 12) %7, A dE 18 1k
/NERE 5 10 91, SRR B R 25 G AE 6 ), BE IR
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;45 (36 £ 11) %, ¥k A AR BRI @R A 51 . 4%
M AR AR R, 2 R TG EE L (x =
1.667, P=0.644; F=0.620, P=0.603).,

1.2 KWHE

FIBCRFIN S =2 bk af. 2 ~ 3 ml,3 500 r/min
B0 5 min, BRI , B T -20 C KA PO A R
FHo SR FHGPE 7 5 He v Al il v Clg MR B, SE 6
2#% 4 Beckman AU680 4 [ zhi 2L Ak 4047 4% , C1q I
ARG B A A R A R A% &
VLT HEA T HRAE 5 SR FH S8 3 3T L vk A D0 o
i C3.C4 il C- Jz v £ H (C-reactive protein,CRP),
R G [ 3£ [E Beckman Coulter £ FRZS ] 5 [A] i
R I 5 A R KL 2 ~ 3 ml, AR AT S
Ko iR A7 Bk KB ER 35 4T 40 G U [ 3R (erythrocyte
sedimentation rate, ESR)K:M . 1ML Clq ¥ B 1E %3
FEI7E 181.80 ~ 285.25 mg/L, LA 181.80 mg/L M IEH T
B, D 235 SRR T2 B A S 30 U 1 PR 25
1.3 ZitEH*

K SPSS 18.0 Gt #i i A T4k b, T %
BELISEL + bRifE 25 (X = 5) om , £ AL M58 i
T3 0T R SRR ¢ A5 5 TR AR R
H x 2 K, A G OC R H Pearson AHOC R £ k4w, P <
0.05 A ZEFA G FE L.
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B, ARAGTH#E X (P=0.000),SLE & 11 7
CLq K PAR T At XU 55 21 A B I i 20 S
IEF TR WA 1.
2.2 FHHEANEBEME Clq PR

SLE 21  HAth XU s 41 HAth B g 4l L IE
B IR (Y CLg BHHE A 5% 43 51k 55%(33/60) .
6.7%(2/30) .3.3%(1/30) 11 0.0%(0/30), % x 2 ¥4,
FRA G X (x?=53.052,P=0.000)., Fifid
WA LA, SLE 2155 HoAh XU 5 g 20 LAt B R s
2 IER T RN Clg FHMER R i, 2 R A 4
2% 8 Y (% %=19.660.22.713 F1 26.053, P =0.000),
SLE ZH1# Clq PHMEAS 38 s T HoAth XU g 21 L H:
by U 2 B I T R 2 . LR 2,
2.3 1% Clq7KE5 LN BB

7F SLE 4, LN B 53k LN S IS Clq

BERREEET & ISP R, SLE &
FLiE Clg 55 C3.C4 £ IEASE (r=0.593 Fl 0.448,
P=0.000), 5 SLEDAI B2 i A1 X (r=-0.589, P =
0.000), 175 CRP .ESR JoAH K, W3 3.

25 i&EBEA SLE B2&GIrar/aMmiE Clg KFEEWL

AWFFE RV 10 1] A B B 9 1 b F 1% 30 1 1)
F 1 FAMFE ClgKFELLE

215 % Clq ¥ [(mg/L,x = s)

SLE 41 60 183.46 + 41.98

HAb KRBT AL 30 261.33 + 26.41°

oAt B PR AL 30 243.86 + 35.32"

IEH X IR 30 233.53 + 26.39"

F{H 41.428

P 0.000

.t 5 SLE 4 1%z, P<0.05
R 2 HEIMF Clg FAMEERLE

JKE43 5k (168.78 + 33.37)F11(201.40 + 44.96)mg/L, by B VRS %
Z K, Z R AR E X (1=-4.262, P=0.000), SLE 41 60 55.0
LN B 0I5 Clg KK T LN f9 SLE s . Hfbximsomal 30 6.7'
LN 41 54F LN 4185 19 Clg FHPER R 4051 2 JMERIEREAL 30 33
66.796(22/33)F1 40.7%(11/27), 2 x> Kl , 22 HAy B4 30 0.0
Siit27E Y (x2=4.033,P=0.045),LN iy Clq p ~ X°f& 53.052
PERG R Tk LN 41, Clq 27 LN ity P1E 0.000
66.7%, ¢ SPEN 59.3%., T VEHF i £k (receiver U+ 5 SLE 4 4%, P<0.05
operating characteristic curve,ROC) 1) #h £k T i £ lo-
(area under curve,AUC)} 0.717, FrifEiR & 0.067, -
H 950%E {Z X 8] #7(0.584,0.849), ULFA o8
2.4 7% ClqkF5 SLE Bz % 06

7 SLE 4irh, 1 Sl SR 1A 13 C1q.C3, 04"
CA KV E#E, &8 ekl , 225 A Geite i X (1=-5.159, 0.2-
-4.421 1 -3.883, P=0.000) , i 2l | i & 1L i Clq. 0- | . L
C3.CA /KRR e M E . Wi Siue i d 0 02 04 06 08 10
HIMIE CRP.ESR /K- UL, & ka3, Z 5 A 51T 1- 4
435 X (1=3.006 £l 2.062, P=0.004 F1 0.044), i 53 BE ROC H4

%3 AEHE SLE BEME Clq KEREMFHIERILE (xxs)
2051 Clg/(mg/L) C3/(mg/L) C4/(mg/L) CRP/(mg/L) ESR/(mm/h)
TRIE TG4 (n=35) 163.15 + 30.62 431.17 + 172.56 87.85 +65.17 6.62 +4.00 34.51 + 14.62
R EH (n=25) 211.88 +39.51 688.89 + 256.37 161.17 + 76.68 3.84 £3.17 25.36 +17.19
18 -5.159 -4.421 -3.883 3.006 2.062
PiE 0.000 0.000 0.000 0.004 0.044
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F 4 EDHHA SLE BEETT 1 N ARSTUSHRILE
(n=10,x+5s)

051 Clq ¥ / C3 Ve / (o7 %73 ] SLEDAI
(mg/L) (mg/L) (mg/L) o

WITRT 14759 +19.23 371.40+153.46 63.35+40.65 15.60+2.46

WIFJE 19037 +13.87 613.80+75.33 152.79+48.43 10.70+2.20

i -6.738 -6.643 -6.278 11.308

PfH 0.000 0.000 0.000 0.000

SLE H.# (SLEDAI F43=10), 3497 1 D H e 1EE
W] B 25k, BREMINTY Clq.C3.C4 /KF- & SLEDAI
FUMES LA H AT, Xt (K650, 2 R A 4ei2%
= X (P=0.000), W3 4,
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152 BRI B SLE A M TR . H i, 514
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Qb1 B LTS Sh R BE , X T SLE & BIRIT IR
SRS FI R A

Clq 24> Tk 460 kD fIBEE 1, ik 6 NI
PANTZH A, B A AL S A N S 1 B SR
G|} C Ui ERCIREE ), Clg 1 R AMA L LR 12
IS CL 5L, et 45 & Z LA, BA 0 b
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iy IR R 2 2 — 1 ok F9E 3R B, Clq 7E SLE,
JEHIE LN 9 A il f i S SR e, SLE iR
R TR AMA R S5 O , 3L Clg TRk
TE SR A X 22 8%, NI BOM B 1Y 19G 24 [ S 41
fRED C1gAb™, il i ' C1qAb 5 Clq MR FAFE X
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REA SCH e 18 T IR LR S R G0 A H 21
UK, IR I B, 534 Clg AMUAT LIS Clq #t
RAVER, ok v 1R B2 SR S — R I8P -

DNA HitihZe XAEH , TR 2 AW T 5 IE,
JNEE SLE fB 34 A B ik el

BIRATIAE B F 2 Clq 5 SLE FfR & VI AH
XK K Clg A A DUHE #r il Bh Il PR SLE (LN 2187
S5 1 STk o B N HGE R . AR
SR B E S Clg AKF, LR B, SLE fRE 1Y
MY CLq ¥ AR T HoAth XU w0 2B LA B e
5 H R IE B ARE, 5 TAN® | JE i 250 SR 18
—3(, [RIAF SLE A+ LN HE iy Clq KR T
JE LN i, dE—240 8, Clg 1 SLE & # 2 WiLN
() ROC £k T HiF A 0.717, HEATFIS W LN (%%
£ 66.7%, 45 51 59.3% , W 1% Clq /KF15
SLE £85I 3 A A OCHE: , LT/ T LN 3
TR L35 HE bR

AR W IS S Clg KPR
FoetEfRe B . g Clg 5 C3.C4 J SLEDAI
FUY AR E 2 80( r=0.593 ,0.448 F1 -0.589, P<0.01.
HE—AUFSE Clg &5 SLE Bl shAH ¢, 228 W I i
5 Clg K FERT A N SLE S8 Z050% I 16 SR o
TIHNAIIFGEIA BT 10 B4 BE SLE B, HoAe ABens
Ab TR TG S, A 3 OGP SR A G
Il ARAEAR , Bl 1R T7 1A R R, 1 A4 F i 15 )
A B2 , AT I Clq YA & IR RIZKF- , [FIRS
B SLEDAI 14> .C3.C4 /K-SR AR TEIR YT R G
IR, 5 B IR RAE R AT S AT & o FE AT E DR
PRI MR P JOE S RN ¥4 T & A i, e B &)
TR /D, C1q He B [0 7

Zi Lrik i dh Clg /KF-5 SLE s A H Bk
PAFEAHIC, X SLE B AT I Clq MR BLE , A )
F SLE & LN [z, [FIBI7E SLE M s G sl
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