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# E BH PSRRI EE % (lupus nephritis, LN) 835 LW HT Clq §0 44 R0 B A8 BT K (antiphospholipid antibodies,
aPLs) , R 1T H AT LN 2 Wi fIBUS PPN 1 B Lo xR 115 Bl 2 R S LLBE R (systemic lupus erythematosus, SLE ) 1 i
LR YEA TC B E 4 IR P B AR (LN 20, n =40) FEHEARIEMEE R A (JE LN 41,0 =75) , Hr LN 40 40 7l 8 2 M 47 1 B iS
Ki, SLEDAT - 2K 343 34 95055 1 3 B, ELISA Ky 30 7 i B M 7 Clq U4 aPLs (ACA \B2GPT J¢ aps/PT & /> 1 4~ [HHE BRI A
aPLs fHPE) RS H %o idids . &% SLEDAI PE4» LN 4% TIF LN 44(9.64 £1.69 vs 6.60 +2.30,P <0.05) ., #i Clq
HiKF LN 415 F3E LN 41 (26.66 +28.87U/ml vs 24.19 £26.67U/ml,P <0.05), LN 4] aPLs /04 1 B 4 82.50% 4k LN
2H15 53.33% PR LB HL 5, 22 A G2 B L (P <0.05), LN 4t 3# aPLs Mg Clq FLRH BN L 77.50% , 4F LN 4 4
33.33% WAL HLAL , ZERA LI ERE L (P <0.05) . VARV BB aPLs A4t Clq Uik FHMAER ELHI (90.91% ) ZF 1 (1A
T REH L] (55.56% ), PIE LI, 22 B ST # 8 (P <0.05) . #5i8 B Clq HUiRAl aPLs B FHMEAE LN 41 9] & @& T4k LN 41,
H IV B 5V BT o5 o), 325 P B G RA B) T LN 83 A9 12 W UG P4 .
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Significance of Checking both Anti - Cl1q and Anti — phospholipid Antibodies at the Same Time in Lupus Nephritis. Ren Shuli,Lu Li,Ma
Hua et al. Xuzhou Medical University, Jiangsu 221002, China

Abstract Objective To evaluate the role of serum anti — C1q in combination with antiphospholipid antibodies (aPLs) in the diag-
nosis and prognosis of lupus nephritis (LN). Methods Totally 115 hospitalized systemic lupus erythematous ( SLE) patients were divid-
ed into two groups: 40 patients with renal damages were LN group (n =40), 75 patients were non — LN non — LN group (n =75) without
renal damages. 40 LN group patients were all confirmed by renal pathology biopsy. SLEDAI - 2K was introduced to evaluate disease activ-
ity and, ELISA was used to detect anti — Clq and aPLs ( ACA B2GPland aps/PT). Statistical methods were adopted to analyze data.
Results The SLEDAI — 2K of LN group(9.64 £1.69) (P < 0.05) is higher than that of the non — LN group (6.60 £2.30) (P <
0.05). Comparing with non — LN group, the anti — Clq level of LN group is increased(26.66 +28.87U/ml vs 24.19 £26.67U/ml). At
least one positive percentage is 82.5% in LN group with aPLs, while 53.33% is reported in non — LN group. The difference is statistical-
ly significance (P <0.05). The proportion that both aPLs( at least one of them is positive ) and anti — Clq are positive is 77. 5% in the
group of LN and 33.3% in the group of non — LN. The difference is significant( P <0.05). The ratio(90.91% ) of type IV, V that both
aPLs(at least one of them is positive ) and anti — Clq are positive is higher than that of type 1 , 1l and Il (61.11% ), which has remarka-
ble difference (P <0.05). Conclusion Compared with non — LN group, the rate that both anti — Clq and aPLs (at least one of them IS
positive) are positive in the group of LN was obviously higher. And the type IV and V accounted for a great proportion among LN group
patients. In conclusion, the increasing serum level of anti — Clq in combination with aPLs can help clinical diagnose and evaluate the prog-
nosis of LN.
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=] B 5 U 9 27 25 R0 IE i B 4 25 (ISN/RPS) 2003
LN B AR ERf e A B2 AL . T AL R IR
g A2 AU 5 11 A Ry R G AR A I Y O sy kR 9
25 VB iR 18 PR R A B 2% 5 VOB g PR AR 0 5 R
VAL Sy AT PR Ak, (3) Clq Bt ik Al aPLs 46 U
ELISA J5 30 22 ML 3% H 40 Clq Hrid caps/PT i 7 &
W H K EEF WA A RS A, 5 &8l
ACA (B2GP1 X7 & W H iR 7% B2 7 4 i rg B2 (b oT)
AR

3. G5t Uy i R SPSS 17.0 Ge it 2% 4 X 4
P AT G o BT, T R B = AR 25 (v 25) 36
AR THECEERHAL ] F R ) K38, T R YRR
i, L P <0.05 B2ERAE G2 L.
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L —JREGERE: I G dsDNA HU4K: LN 2 5 F9F LN
A, IM3E C3 7KF LN 4R T3E LN 41,3 W& 1,

2. SLEDAI 343 : LN 4] SLEDAI #4324 7. 580 =
2.670,9F LN 41/ 4.440 £3.393, LN 41 F4F LN
4.

3. 4% Clq HLI&FI aPLs K F . LN 4435 T4F LN
HLEWE 2,

4. &/ 1 AFHME ] LN 4 aPLs /04 1 4~
P15 82.50% ,3F LN 41 (5 53.33% , Wi 4l Lol b dse , 2%
FAGIFE X (P=0.014) 3 0L% 3,

%1 LNAMIELNA-BEHR

2H 5 LN #(n =40) JE LN 4 (n=75) P
dsDNA (IU/ml) 675.367 £419.020 460.646 +379.288 0.022

C3(g/L) 0.349 £0.111 0.573£0.260  0.000
C4(g/L) 0.126 +0. 125 0.108£0.084  0.961
CRP(mg/L) 10.81 £19.01 3.88 +6.63 0.737
ESR(m/h) 50.67 £29.70 49.50 £37.15  0.858
RF(U/L) 30.38 +36.82 52.07 £69.08  0.774
1 WLEF ( pmol/L) 61.30 £22.70 52.88 £19.38  0.801

UTP/U - CREA
0.322 +0.493 0.372+0.433  0.369

(mg/pmol)

WBC( x10°/L) 5.92 +£2.90 5.30 £3.55 0.698
() 35.48 £ 14.12 38.44 +14.18  0.175

&2 LNZFJE LN A$ Clq HfkFn aPLs

21 1] LN 4 (n=40) JELN4(n=75) P
Anti - Clq(U/ml) 45.940 £30.459 20.160 +21.820 0.000

Asp/PT(U) 34.820 £30.209 17.610 =14.380 0.017
ACA(U/ml) 14.33 £11.25 9.80 +£9.66 0.046
B2GP1(U/ml) 12.85 +25.79 16.24 +18.00 0.003

%3 LNEAMIELNAaPLsELH 1 AFAMEESG (x£s)

215 aPLs /04 1 A~ % aPLs ¥ ( -)
LN 21 82.50% (33/40) 17.50% (7/40)
4 LN 41 53.33% (40/75) 46.67% (35/75)
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TEEh ) LN B E P Clq HiiA (30.66 +28.87) U/
ml [LREE I LN % (22,66 +25.87)U/ml & (P =
0.009) ,
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Clq fE R AMA S LR iR 12 5 — AL B r, 7E
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ZRAGIFE (P <0.05) i —HUE T4 Clg
PURBIPE SLE B % B A H Z R KB AK. it Clqg
KPFETG Sh A LN B b Bl B & FAR S ) LN R
(P<0.05), VA LN 3 i3 0 Clq ik 78 &
T HA AR B (P <0.05) , 29,5 39.0% , Hyk 1l
R, AW P BRI Clq # % 8 SLE 1§ 2 /iy &
JIE A2 52k wi Tt L X B R BB Clq fEXF SLE B 3%
R 5 505, R e LN B 2 155 A0 BT B T 1) 1A
AR B PRI D b Z VAL 2
R 1), e A BF 9 48 SR vt S 4 T

SLE 5 aPLs X &89 ", UK SLE [
o aPLs PHE & B 31 XU R 7, B IR 32 22 0 5] ke g
RV AEPE M4 0 o WA 4R R AT B0 L,
R Hy aPLs ™5 9 G B 9 PR 07, (HL 1 A A5 BIIE 5K
WF5E & B, 59F LN 4 Fo s, LN 4] aPLs 7K F- 3% ik 42 55
(P<0.05),LN 4] aPLs A% 85 Lo B e = T 1)
PERE (P <0.05) X BLH] T aPLs PH % A 68 & I &
TRAEEE RAE IR AR R Z —. ACA [B2GP1 J¢
aps/PT /DA 1 AP SLE (38, =B 4% & 4
R TR PU R B B PE Y SLE 3% (P <0.05),
ACA (B2GP1 Jt aps/PT g/~ LA L BHE 9 o, 5
MEREERER, ZRARIT¥E L (P<0.05),
aPLs fHEZ UL F VA LN [R5 (25.0% ) ,ixX ¥t —4
LB aPLs 5 SLE R AR B 0t 5 A5 — 8 A Gk, vl g
e M B ST fE R . BLARX LN B
o3 B 17 oAt 28 AU U, aPLs R BLAE TS 4 22 1Y
Vi LN ¥ 3R Bia A4, Daugas 251" 2 A
YL I8 28 & fE & JF 5 #t ( antiphospholipid syndrome
nephronpathy, APSN) 3, & Ifil F & 4= %6 | ' [A] Jit £F 4
A3 i LI 7K 7 B 52 34 = o LN [A] B 3F 47 APSN B,
R AR B 5 18 M R R . A B PR &R YT ), aPLs
WAl LU AL R AR, R, SLE R W 64T aPLs 0
L, KR, MG Bl S . SLE B A4 Jf LN, aPLs
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