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EE] HIY MRAGSHAIIRAE (systemic lupus erythematosus, SLE) HE T Clq PR 5595 16 30 R IR
JEMEE S (lupus nephritis, LN) BIAHICHE. JiiE SRAJ ELISA 3EIE 62 4] SLE 5 A1 47 451 o Ath XU 13 995 1R
H I 21 A EHE BE M P HT Clg PUARIEEE. 62 #i SLE 43 Beisidshdl (36 i) Fipsimfaedl (26 #i) ,
$i2 LN HIEARME I LN D (32 ) FidE LN 4H (30 5 . A3#r S didt Clq kK5 SLE B #MATEFR . SLE
TEENMETE B A E. 85 SLE B P IS Clq FiikBAMR K 64.51% , 58 35 w85 T Xt BE 26 70 1E 7 % B8
4 (P<0.05). SLE i&ESIEHHL Clq HiiAK P B FREH (P<0.01). LN AEHFIMEPL Clg PrikrKr 8%
TR LN 41 SLE % (P<0.01). M3 H4T Clq HiikKF-5 SLEDAL $F43 . T dsDNA HrifoK-F W& EMAe, 5
MK C3. C4 SRBEFAMC. S5 Clq PUAKTRER B SLE WBRTEsIFEE, F+5 SLE BHiFMK, XIiEsh
P LN B8 .
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[ Abstract] Objective To investigate the associations between anti-Clq antibodies and systemic lupus
erythematosus (SLE) and that between anti—C1la antibodies and lupus nephritis (LN). Methods The Anti-Clq
antibodies were measured using ELISA kit from 62 SLE patients, 47 patients with other rheumatic disease and 21
healthy cases. The 62 SLE patients were divided into active group with 36 patients and stable groups with 26
patients. The level of anti-Clq antibodies was detected, then the correlation between the level of anti-Clq
antibodies and the resulis of laboratory detection for SLE patients as well as the Disease Activity Indexes (SLEDAID)
is analyzed. Results The positive rate of anti-Clq antibodies in SLE patients was 64.51% , which was
significantly higher than those in other control groups (P < 0.05). The levels of anti—C1q antibodies in patients with
active SLE were significantly higher than its counterpart in patients with inactive SLE (P < 0.01). The serum levels
of anti-Clq (P <0.01) in the LN group was significantly higher than those in the non LN group. Serum levels of
anti-Clq antibodies showed a strongly positive correlation with SLEDAI score, anti-dsDNA antibodies, and
showed a negative correlation with C3 and C4. Conclusion Anti—Clq antibodies can characterize the disease
activity of SLE, and are associated with SLE damage, specifically with active LN.
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RGN IR (Systemic lupus erythematosus,
SLE) J&—FMZWriE h FMER A S tEgsm, ©
RRNRHLZ RS, I ATRE AL AL 2 Fhp
I RAER . AP R, HBHUAR SLE
RIHLERIAZ.Lo, SLE 23 EREZ R B Srfuikn ™ A4
FAMERGERYAEL. Clg R AMABEUE Y 22 RAR Y
A, HEERRIE RO P S
BYMTEAN I T B b e A B B TR, XA
RS e A% B 2 & A SLE B9 — AN BRI E FE R
PRIRN. A EAMRETE KB, SLE 1B I3 LA
K A& 1% 3 5 3% Clq K &3t Clq B S Hik
(ClqAb) KA AR H B ORI FSCHERS. ABHERY
H I 0 K SLE B2 I3 T Clq ik
SRR 5 38, RTHT Clq HUR S SLE B E 1
Ik PR 2 B0 AN LT 2= 45 b5 Z B I G &, LA Clq
PUATE SLE F1 LN 2 Wr K 175 16 2l 1 40 i ob 9 o
{H.

1 BMEFE

1.1 HRIH

I 2011 4F 9 J] & 2014 4F 3 J Fo§ it
OEBEREMHIZH SLE B3 62 ], HrhZetkg s
55 ), BB 76 AR 17 ~65 %, TR 2
Jil ~7a, ¥R SLE 322 WibnifE (1997 4F3EH
2= E1]) 2k SLE, FEARTE SLE %%
5 Bl IS (Systemic lupus erythematosus disease
activity index, SLEDAI) HE47 %595 1 ol 1 1F 430
F AR UE, 37 BIPESr =10 5 hpemiG sh B,
25 By < 10 Zr et e . RIETEE R
(lupus nephritis, LN) ZWitntE E /0PS8R 3 4
Z—: (1) #EZE2WHBEAIK=+++, 224 h
JREEFAE®R=05g;  (2) FHIK, TLUZLIA0M
MmerEr, PREMESiRSER; Q) HImER
H.OLN BFEA 32 41, HAt 30 41100 LN, B I
HAF 12 F, L3546, 47 6] 17 ~65
%, P (35+10) % JEfE 3 A ~22a, V1Y
(23+12) H. k. JEARMETHREGEET H], K
KB % 18 1], RGerkwsfk 5 4], 2 kMR
KBz A 6 ), s EMEEAA 116, DL
PR E PR WRER 2. 59k 21 Blfa BEARKS & 1
xR, 2 R B S B AL TE AR S . ] B DC R,
WET 54, Ll64, 4kt 21-54 3.
1.2 MiENEF*E
1.2.1 MiERARRE HIRZEE MK 3 mL,
4°CF LA 3000 r /min U ESC 10 min, BOLELOJE

M3, PRk Z - 20°C VKA ERAE SR A6
1.2.2 H1 Clq i & K A B Bk % & W M ik 38
(ELISA) MUE 77 RS A ml . #AE ™48
FRAR SV BT, B OGNE OEE, e
B 450 nm, SFPK K 620 nm. LA SGCEFI
P v VA B AP R TE I £, SRR I 375 T ARk
(i RU/mL, LA =20 RU/mL AL, BHE.
1.2.3 C3. C4. #1 dsDNA Hifk/k EglE B E
BEEMKEAENE LBV Z T
= e 1= B o 6 Ak % 55 D 42 = K24 01 DR 3 B S 56
Eeft.
1.3 SitFAE

THEVER IR + frifE2E (v xs) F8, 24
] b B R R Ty 22 40, A 2251 1 SHK ¢ £330
LI, THERERE L BCR XS x 2 &
B, AHRMRA Pearson #HE 34T, P<0.05 225
N -0

2 #R

2.1 HAMmFER Clg KL

62 7] SLE H 2 d A 40 FlIME T Clq Pk
SBHE, FHIER N 64.5%, Hb LN BB 5T
Clq BrAF KB 2 & FHE LN 19 SLE &4, LN
53 LN 41990 Clq HTiR/K P35 8 8 & FBemxt
M2 ORI (P<0.05), DLE& 1.

F 1 SAMFER Clg MEKLEE (xxs)
Tab. 1 The anti-Clq antibodies levels of experimen-
tal group and control group (x *s)

2057 n Bt Clq PUATHIKF
IER XA 21 2.39 +0.96"
SLE #H 62
LN £ 32 54.96 + 50.27
JE LN 4 30 13.01 + 14.76*
oA R I 2 47 257+1.16"

5 SLE A H#E, "P<0.05; 5 LN 44, 2P<0.01.

2.2 A[E SLE AiFH Cl1q HdKFERIELE
Pt Clq PrIRMI M SEAPEAE LN 41, dE LN 9
SLE 4} SLE & zhd . Fee AR ey b Lk 2.
F 200, LN B MIMIEDT Clg PUARPH M % 8 3
mFAE LN 9 SLE 3 (P<0.01), [RIBHA BIw 6
B SLE [BE BT Clq HriRBAPE R B 205 T
PIRTE SR (P<0.01).
2.3 ¥ Clq Hifk5 SLE #£:& SLEDAI {4 R H
BRI EIERMERES T
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P Clq Hrih 5 RGEVELLREIRIAE SORIE B 98 AR SCE 65

F 2 LN, JELNHR SLE i&FzhéH. JEFEFAMFR Clg FiEmtkE: n (%)]
Tab. 2 Comparison of anti-Clq antibodies between LN group and non LN group and between active SLE group

and inactive SLE group [n (%)]

LN (%) PRIRE BN (%)
BIgE| n
H X H T
Bi Clq btk + 40 26 (65)" 14 (35) 31 (77.5)" 9(225)
Bt Clq Btk - 22 6(27.3) 16 (72.7) 5(22.7) 17 (77.3)

LN, 570 LN FE8, **P < 0.01; B 8l , S5 I08iih sh4l L AE, #P < 0.01.

Bt Clq Fifk 5 SLE 3% SLEDAI 34> 13 43
SR S HEFRIA ST A . 45 R, SLE H
FY Clq Yk SLEDAI FIRUE DNA IEAHE, 5
AMA C3. C4 ftEE, L 3.

% 3 Clq#ifk5%%E SLEDAI ¥4 % W $& DNA.C3.C4 i)
EES 3
Tab.3 Correlations between anti—-Clq antibody titers,
the SLEDAI score, the anti-dsDNA, C3 and C4

IWiH SLEDAI ¥4y 4% DNA C3 C4
r 0.53 0.39 -0.49 -0.43
P <0.01 <0.01 <0.05 <0.05
3 e

PAERI IR, SLE MHLHIAHE B 4 i
S, BT DNA FUMR S, T R A0 55 LA
RARGEHR. TR Y (I DNA, B/MA,
PR RNP 25) A 250 A OC R B B e i,
XFIE AL, X575 (9 05 S 2 52 341
il , AaglELES E AL, W SLE &3
R AR E LR AE R ke, AT A B
HORIE I B SRR s G, 5 E A
MR BI3. AE B 1 B e M4 s ) 5C B 2R
T, AMERGAETE R IR NN 2 52 5 A2 i e
T A A S USRS e R AR . ASCkER
B, #t Clq HUAAE A SAMA 2 SO3E 19 R 3 71
Clq FHOCHFLIR, 76 SLE 0 1) & e 2l f vh A7 &
FAEAN. LB Clg FifkS Clq 735 CLR 45
&, RO A YIRS, IS T A
BREEZ, 5% B KEA " A ZHR. R,
Pi Clq ik 552 5 WAs & Bt — 2 s AMAREE
{2 LA I - O .

SLE f i RN FMEZ R, B E B R
Wi SLE J7 280 % s B G HE N 3R . IEBAIT Y SLE J
TR SN ESZ AR RE A8 AR 1 A A PR

BT EE, A B R SR I R S5 =
FRARVIPEM B A4, TR S D B G BTG
K. ABFSEIESCTE SLE & P AATEE BT Clq PUik
BRIk, FHMER 64.7%, BT Clq Fiik-FH4K 5
B BT R I OE H X IR . K 62 ] SLE
BEME LRI, MIEH Clqg PoikmF 4K - 5
= FIE LN 19 SLE 8%, Z2RAZiF¥E L (P<
0.01). I % BT Clq PLARME B 5 SLE §i& o Pk
(SLEDAI #F43) B EMIEFMAL. 45RExRTTie
BAAFHH LN, SLE (& B EST Clg Prik M Bt
G sh B Em, R Clg Poik 24 bH 1k M ik
FE AT LS e BTG SRR . AHFIE IS K BT Clq
PUAIKF-5 €3, C4 B, SR 5)B E4H
¥, X5 OelznerFH Tumberg SRR B 5T 2 R
— 5.

ZE FRTR, RAEHT Clq Puikde SL &b i A
AL A e 2SR, (BRI RETE SLE &4 |
KIBHFREEEN, ANMUAEW S SLE /)50 1§
gl WA BRI () B E AR, RN
PIRTEAMETS bR Z —, IR 8 S IG RIG YT
PROE T BARIEI N T 5 A ARG I DAf A5 30 B
HEW IS5,
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