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HWE.HH R F AR E S GUIgG ) K-FIEF #) R 4ot 4 5242 JE (SLE ) 09 16 AR 4% &, 32 3 x e i S,
FEHEGAKRFE EFH SLE IR FTE @B ST 259 4l SLE &%, )eik fo i 1gG K-F E% A o ik 19G
KA ZH ey B G R A, R B KR, T (ESR) AHK C A% @ (hs—CRP) L& AR A A Gtk 4
BEIRIE 9% 9% 7% 3 B (SLEDAI)#F 589 £ 3, oM o 7% 19G K -F 5 fa 75 4MA C3.C4 /K -F & SLEDAI #2484 48 %
W, oA E 196G KT 5 K E G Jk 196G R-TFagakit, R DIgG EF I B gL BE KT KAR
Ao 6 8 A& FAKT 19G T FH (P <0.05), M MR 09 K £ 3 T 1gG FH 5 4a(P<0.05); QB ARG B K
K FABLAZ 196G EF ARG R 196G KT 5T 196G &5 28(P<0.05),19G E5 4 Bk -F &G . f
R A FEZHT 196G F+&5H48(P<0.05), FEEGKT & I9G KF L5 fiF 1gG AP 2 fi A% (P <0.05);PlgG E
449 ESR .hs—CRP K-F4&T 1gG 7+ %42 (P<0.01), 1gG E#F 2H 27 19G.IgA & IgM R-FA&F 19gG #+ &4
(P<0.01), 19G iE % 41 ANA.dSDNA.sm.AnuA 8t F4KF 1gG J+ 3 48(P<0.05), 4L C3 /K-F.C3 FTHAL A
FRIREF AL FEL(P>0.05), F2 SLEDAI Btk £ F R4t 3 &L (P>0.05), HALF IgG K-TL5
C3.C4 K-F % SLEDAI ##45 R A &ABX M(P>0.05), £it K 1gG K-FEF 09 FEhH SLE &5+ R U L,
BRI EART AR, SLE AR £ 49 B & SRk K R EAK, 190G K-F B REZBEDERME,
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Clinical features of systemic lupus erythematosus with
normal serum IgG levels

Zheng-bo Yang!, Si-yuan Dai, Yan-ling Dai', Shuang-shuang Fu?,
Wei-ru Zhang? Jian-ping Ning*
(1. Department of Nephrology, 2. Department of Rheumatology, Xiangya Hospital,
Central South University, Changsha, Hunan 410008, China)

Abstract: Objective To investigate the clinical characteristics of systemic lupus erythematosus (SLE) with
normal serum IgG levels. Methods A retrospective study of 259 newly diagnosed SLE patients was conducted
to compare extrarenal clinical manifestations, renal manifestations, erythrocyte sedimentation rate (ESR), high
sensitivity C-reactive protein (hs-CRP), immunological indexs and SLEDAI scores between normal serum IgG
levels group and increased serum IgG levels group. The correlation of serum IgG levels to serum C3, serum
C4 and SLEDAI scores was analyzed. The correlation of serum 1gG levels to urinary protein and urinary 19G
levels was analyzed too. Results Normal serum IgG levels group had lower incidences of non-infectious fever,
alopecia, arthritis and anemia (P < 0.05) while higher incidences of thrombocytopenia (P < 0.05). Incidences of
lupus nephritis were similar between the two groups. However, normal serum IgG levels group had higher levels
of urinary protein and urinary 19gG (P<0.05), except higher incidences of nephrotic proteinuria and hematuria
(P<0.05). The levels of urinary protein and urinary IgG were negative correlated with serum IgG levels (P<
0.05). The levels of ESR and hs-CRP in Normal serum IgG levels group were lower than those in increased
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serum IgG levels group (P<0.01). Normal serum IgG levels group had lower levels of serum IgG, IgA and IgM

(P<0.01), except lower positive rate of ANA, dsDNA, Sm and AnuA

(P<0.05). There was no significant

difference in the serum C3 levels, the incidences of decreased serum C3 level and the SLEDAI scores between

the two groups

(P<0.05). Serum IgG levels was not correlated with serum C3, serum C4 and SLEDAI scores

(P<0.05). Conclusions The active SLE patients with normal serum IgG levels is not rare. In these patients, the
renal damage is more obvious relatively and the positive rate of the SLE-related autoantibody is lower than
the SLE patients who have high serum 1gG levels. The serum 1gG levels is not correlated with the lupus

disease activity.
Keywords:

RYMLTBEIRHE (systemic lupus erythematosus,
SLE) B2—MZRG . Z4E X RN H SRR
T L 2 AR KA SR, TS B2 S R e T AR
B A A2, Hob DU s 3R 85 11 G (immunoglobulin
G, 1gG)FHm s AW e . SR, TEI IR -, 255 W3
A B4y SLE B3 MG Y 196G %5 fa s 3Kk 8 17K
FRECA Ty, L2 T BRI, T 2 9l 2 R i Ri2 B
IWi2 . SCTINE 19G 7K F-IEH (1) SLE ik il i PR 2R
RIS 5 2 G A e e B LR T L Ay I, AR [l Bk o
HrEAERA BRI 2 SLE 85 1IN 19G 743 Aifk
DR Hm AR A, USSR IS 19G ZK-F-1EH 1Y
SLE Il K T fi 51AIH
1 ARSI
1.1 MRINIKRIHE

PR 2013 4F 11 A -2016 4F 10 H 74 K2#
THAE B2 Bt B P R S X e S BT B 1 SLE JR o 3L
259 i, ABEbRifE : (DFF 5 3 [ XIS b2 2009 4F
BT SLE 2 WibRife s Q012 ] EliZ i AR He32
TR TR B e MIAY T s @ HA S8R IfG RAE
PRAFVARAE 5 A S0 = A TRk HERR A : O
I b2 BB B CHA 3 B S PN s @& I
Pl QELISHNATT AR« #EALER SLE SF
HfL 7 19G /K, 20 196G 1E# 2H ( <16.85 g/L) &
1gG 14 (>16.85g/L ),

1.2 WRAEEURIER

AWFFEM SLE B AR R . RIBTEE R
PE S HR bR S FR G M 21T BEAR S 95 995 T 31 BE (systemiic
lupus erythematosus disease activity index,SLEDAI)
VP43 55 7 TR AR B 555 191] 1) I DR 5 55 3 2 A A ¢
BEELE ST LT 19G 7K P 1E 8 11 SLE 55 il IR
RS ARG AR A5, VA 19G 7K SR MAE
SR SCHE  JT T IR R 196G ACEXT LI 19G
TP B 50

systemic lupus erythematosus; normal serum immunoglobulin G level; clinical feature

1.2.1 SLE BoPMle AR HERRYME L3 R
% HIERIETE LB S R R O 8 R
R ME S LR PPERE AR K M R Gei % .
1.2.2 R MEE X (lupus nephritis, LN) &I JR¥EE
B R 2 W e B R BT A B AT 2012 4F 5[
KRR 242 (American college of rheumatology,ACR)
TR 1YL I WnER R R >0.5 g/d, 5% >
+++, A1) 16 B PR R DT [ R 2140 MY (red  blood
cell,RBC)>5/HP, 7RI ¥ iy 115 &0 T IR 11 48 i
(white blood cell, WBC)>5/HP & #4141 itd / 1141 il
B, RH CKD-EPI AU PFAl HL B /INsk i o 324k
{i (estimated glomerular filtration rate,eGFR ).

1.2.3 3T (erythrocyte sedimentation rate,ESR).
# A C R % & (hypersensitive C—reactive protein,
hs—CRP) % %% 5 454% ESR 45 hs-CRP AY/K¥-;
IM3E 19G Bk 11 A(immunoglobulin A, 1gA) .
SZEEREE 11 M(immunoglobulin M, 1gM ) 7K K IfiL 35 #b
A C3.C4 /K5 IV AMA C3.C4 R R R A% 4T
¥iHiAAk (antinuclear antibody, ANA) 3t %% DNA(HiE
ds deoxyribonucleic acid, ¥t dsDNA)HLIA $T Sm it
& (anti Sm antibody ) K& 470 #% /MAPT A (anti-nucleo-
some anti-body, AnuA) i FH TR

1.2.4 SLEDAI #F%- X SLEDAI ¥E4 7 8, T
L I S AR B .

1.25 o iF 1gG K-F 5 AMK T 5 SLE 5/ % 3h o9
AR EPESAT O SLE FBRAE I 19G K F43 5l S
I % #MA C3.C4 /K F K SLEDAI #4347 H 4 M
P i

126 AEG. J1gG K -FxF ik 19G KT 18 %
¥ SLE &I ARG B R B E W IRE M K 196 /K41
A5 M5 196 K T LA AT, L=k
E# 3% 119G 7.23 ~16.85g/L;1gA 0.69 ~3.82 g/L;
IgM 0.63 ~ 2.77 g/L; Ifilif #MA C3 850 ~ 1 930 mg/L;
IMiLi5 #MA C4 120 ~ 360 mg/L, JK19G 0~ 17.5 mg/L.
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1.3 SFitFEHiE

B TR SPSS 19.0 Geitak i HHE R
PIBC + FRUEZE (X £ 8) TR, LW e 456, 11507k
PIRFIN, A x 2 R8s, A8 G 20 B F Pearson
%, P<0.05 NZEFAGI¥#E L.

2 #R

2.1 —mHEN

ABEH]2 SLE 51 259 4], Horb 19G 1E % 411K
SLE 3% 51 %5 A 80 19l 519G Tt v 41 4 35 1) 45 A 179
i, 19G 1IEH A BYE LB T 196 FHm4H.(20.0% vs
10.6%, P <0.05) ; PHZH 3 [A]4F- % 22 7 o4 124
X [(35.6 +14.2)vs(35.3+13.9), P>0.05], VLR,
2.2 sz

19G 1IEH# 4 SLE R E JRIEYL R A Wik B oy
RGBT 19G FHm4H(15.0% vs 29.6%;27.5%
Vs 42.5% ;36.3% vs 53.6%, P<0.05), 1M 7 K95 | i34
POPLLEE Dt i, F s B IR BRI R LR
B A 2 22 G545 3 5 HoAth SLE W PR 7 1, PR AL 1K)
RARML, ZR TR TR X (P>0.05), W,
23 MRRZEZEBER

19G 1EH ZHFR i (ML 8 1 - 3 <120 g/L, &
P <110 g/L) B A HAE T 19G FHE4(55.0% vs 73.7%,
P=0.003);19G 1EH 4 il Middi 2> (<100 x 10%L) A9 A&
R ET 196G THE 4 (41.3% vs 26.8%, P=0.021) ; %
H [ 4R /0 (<4.0 x 10%/L ) K bk 0 240 Ak 20 (<1.0 x
10YL) RAER R Z R TG4 E L(P>0.05), W
B
24 LNRH

PR LN RARARL, 25 7 Tege 22 X
(66.3% vs 56.4%, P=0.137), HH1,19G IEH 411 eGFR
T R#E[<60 ml/(min-1.73m?)] A& 4 & 5 190G F =4t
L, 2R IGE X(21.3% vs 16.8%, P=0.386 ).
19G 1EH 4 A MR A A= %5 T 19G Tt i 2H (56.3% vs
39.1%,P=0.010), 1gG 1EH 4 LN (R & K R

19G /K FE T 19G Fhss R 7K+ (340 + 1.74)g/d
vs (2,54 + 1.40)g/d, t =-3.358, P=0.001; ¥ 19G 7K
(643.38 + 308.28)mg/L vs (304.27 + 157.42)mg/L, t =
-7.511, P=0.000], 19G 1E# 45 /K-8 FH R ) &
R E T 196G THE41(26.3% vs 11.2%, P=0.002) , {2
PAZH B8 Al B e 7K P B 1 IR kAR R AE AL (45.0%
vs 42.5%, P=0.703), WLRZE.

2.5 ESR.hs-CRP K& FIEtx

IgG 1F % 4% ESR .hs-CRP K EIK T 19G F+
F41(P=0.000). 19G 1E# LI 19G . 1gA K 1gM
KR T 19G THE41(P=0.000), 19G 1EH# 414 F &
ik ANA.dsDNA .sm.AnuA [H 1R K T 19G T
F4(P<0.05), WL C3.C4 b THARAKY,
Hordr 19G IE# 21 il 35 #MA C3 7KF- K C3 TR &
A5 196G FHEAARML, 22 RIS H L(P>0.05),
1gG IE#4H C4 /K- T 19G ThE 4 (P <0.05) i C4
TR AT 196 FHEAL(P<0.01). ULRERFN
K 1.2,

2.6 SLEDAI #24%

IgG 1EH 415 19G FHim 411 SLEDAI F53 22 5+
TGt # e X [(15.62 +5.15) vs (17.12 +5.85), t =1.
727,P=0.086]. VLFFE.

2.7 IMi& 1gG KT 5 4MEKF (SLEDAI FR 48918
X%

19G 1EH 4 AL HE 19G /K55 IfiL i #MA C3.C4
K-, SLEDAI B3 JC L AHE(C3:r=0.050, P=0.706;
C4:r=-0.059, P=0.661;SLEDAI f14}:r=-0.043, P=
0.747);19G F+= 4H AIMLTE 19G 7KF-5 i iE #MA C3 .,
C4 7KF,SLEDAI F73 34 T B 240 X (C3:r=-0.037,
P=0.660;C4:r=0.024, P =0.774; SLEDAI F4}: r=
-0.078,P=0.346).,

2.8 KREH.R I9G /KEXFME 1gG K TFHIF M

A B R B E AR E K R 196G K51l
19G 7K A JREE 17K : r=-0.273, P=0.001; )&
19G 7KF-:r=-0.426,P=0.000)., VLK 3.4,

Mz PZH SLE BEIRKEF SR
IgG IE# 4]l 35.6+14.2 16(20.0) 12(15.0) 22(27.5) 39(48.8) 13(16.3) 15(18.8) 13(16.3) 29(36.3) 33(41.3) 23(28.8)
IgG FH=idl 35.3+13.9 19(10.6) 53(29.6) 76(425) 97(54.2) 35(19.6) 40(22.3) 36(20.1) 96(53.6) 72(40.2) 60(33.5)
tlx*MH -0.172 4.167 6.277 5.259 0.656 0.400 0.428 0.538 6.689 0.024 0.578
P 0.863 0.041 0.012 0.022 0.418 0.527 0.513 0.463 0.010 0.876 0.447
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SR
3] K= AL Py b S S 21 s A N A 21 /RS> R LR (S3/HP)
B $1(%) #1(%) i (%) #1(%) b 151(%) #1(%) #1(%) 1(%) 1(%)
I9G 1E 4 23(28.8) 12(15.0) 5(6.3) 26(32.5) 47(58.8) 44(55.0)  33(41.3) 53(66.3) 45(56.3)
19G FFiEngH 60(33.5) 17(9.5) 23(12.8) 53(29.6) 91(50.8)  132(73.7)  48(26.8)  101(56.4)  70(39.1)
tlx2{H 0.578 1.684 2.497 0.218 1.390 8.919 5.360 2.214 6.583
P 0.447 0.194 0.114 0.641 0.238 0.003 0.021 0.137 0.010
g5 eGFR TB%gdao ml/ B KT8 1 R K T2 R PREE ] IR 19G/ ESR/
E (min-1.73m?)] (%) (<3.59/24 h) (%) (=3.59/24n) #1(%) (g/d) (mg/L) (mm/h)
IgG IE#4H 17(21.3) 36(45.0) 21(26.3) 340+1.74 643.38+30828 34.9+150
19G Ttz 30(16.8) 76(42.5) 20(11.2) 254+1.40 30427 +157.42 56.0+27.9
1yl 0.750 0.146 9.432 -3.358 -7.511 5.649
P 0.386 0.703 0.002 0.001 0.000 0.000
5 hs-CRP/ c3| cal ANA(+) dsDNA(+) Sm(+) AnuA(+) SLEDAI
B (mg/L) 141(%) #1(%) 1(%) 141(%) B1(%) 1(%) P
1gG IE# 40 156 +6.2 77(96.3) 62(77.5) 72(90.0) 47(58.8) 25(31.3) 37(46.3) 15.62 +5.15
19G FHE 4l 30.2+13.1 177(98.9) 165(92.2) 175(97.8) 147(82.1) 98(54.7) 110(61.5) 17.12 +5.85
1yl 12.216 0.872 11.001 5.890 16.068 12.243 5.206 1.727
P 0.000 0.350 0.001 0.015 0.000 0.000 0.023 0.086
40 800 7
— 4
> 35 019G IE441
H\- 30 ] O 19G IE# 40 3 600 7 mm (gG FiEd
¥ 25 = oG 54 E] T
T 20 A < 4001
i f o
% 15 1 )
S 10 ; 2 2001 i
£ : < i
g , W I_T_i e 0
19G IgA IgM C3 C4
45 19G FHE 4l H4e, P=0.000 + 519G FHm 4l b4, P<0.05
1 P4 SLE & MiBREKEAKTEILER 2 T4H SLE & miE4Miksk F b 4%
40 1 . 40 {
K1 35
S0 v et ~ 30
3 25 N :.O :. .Qi.. dﬁb 25
R i, - . . < 1
@ 20 \"\;\%\"-. £ 2]
&) ., - ™z, \ !\
e T N % 151
e . St e e . - -
= 1071 LI #2010
= . < .
5 B 5
0 1 2 3 4 5 6 7 8 9 0 200 400 600 800 1000 1200 1400
= I N7 L
SRELUKT /(L) | PRIG A MmalL)
AR %L r=-0.273, P=0.001 . ffﬁﬂz@fﬁz r=—k0.426,}1;=0.000k s
. . B4 LNZE 75 19G K E5FR 1gG /K FEHIHE L
B3 LN BEME gG kT 5REEKTHMREM e HIMF I9G AFSIR 190G AFRIEXE
S, BRI W] GBS 7E 2 Rt % 5 385 fa 16 8

3 it

SLE JZ—Bli ULIY A S e i, i R R
GUMIGRE MBIk O VBIE M2 RGN ARG

85 IR FINAE 2420 . SLE o R 5 & b Ll i A 5

RIS, LA B RE R 52 BRI AL Hov itk
A EPUAR R A 58 1 A B e i, 512 R
JUERR FOH &9, il TR R L 5 A, SLE [
WEARENMEOMIE. 106 2 KNG EREE
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A PEEREE 1, 20 5 AR L3 S e BR B 1 A9 75% , 1
T W 3E M, SLE HEAY A Brhiidn ANA Fi
H% DNA ik PiLwilgdiiA (anticardiolipin antibody,
ACA)%, T8y 19G AU, 5 H A 2k 0 i) S 2 BR 2 11
ks, 19G & H F ik SLE i & R HLEE & 1 &
JRERT R B YIRS, A ARG IR I, 2B s
) —F4r W21 SLE BF MG 196 KA TR .
ARSI 3B [ B BE 012 SLE BB 259
i, Horp g 80 ] f 5 1T 19G /K IEH , i B g
S 15121 30.9%, AT WL R S FE G PR _E I ZD L.

AL RPN, MG 196G /K 1EH 1Y SLE %
, BRI 7 LA X A, Hm R R A E H &
() — L, AR R R A IR RIOCTT R R AR
AEXT A s 7 MR R Ge 32 B2 05 T, I/ IRt/ e A 32
2 v T A% 0 A R A ZE AR MR & R 5 THT L 19G K
SEIEH A5 196G TR LN & A SRAHVT , (5 H i bR
M R APREE K8 T 196G FH 2, 196G IE 4
BRI IR B E LT 196 FHEd , AR 0k
FEBH SLE H3% BIE M3 19G /KR TH s IRt
RUIRA B = 0 R AR, BN A2, I
PRIV K o

H B A= 8 b = i 212 8 SLE R &
B IR R - EARWFF Y, B # WS E 196 1IEH 4
1) FBE IS 19A L IgM 7KL T 196G T s 49 22
F R 19G K5 1gA IgM ZKF-52 [ 1A 284k , 1gG K
ST R B B SLE FB A G BRAE 1A B AR AR AR
Blo TIATE A SR 196 1EH 4B H 1) H Shiik
ANA AnuA. #T dsDNA K4t sm Pk BHPE R SBEF
19G FF i B, 7R ILYE 19G KR T, B &
PRI BHE RS BT TR, W SR 1R, (EHS
I PR A

SLEDAI S AMA K- 2 H Fi il R L5 A S e
SLE {5 1 sh AR BE B HR AR, ZEARTSE i, BARIE R
LT 19G KA 9I12 SLE #3% H— 26 )7 1 R 9 1%
FNHTEFR A1 ESR \hs-CRP FFE AN 13 19G /KF
() FE A A ., (E P 2 JB 5 1 SLEDAI U 5 4MA C3
IRV 26 SR T Ge T2 #38 S, #n He SLE S 1% 116 sh
JEAHGIT AT SCRRRAE , 384> 19G B [ B Hiiidn AnuA
Pt dsDNA Hifk . $T Clg ikt nl s SLE Fhk G
SIFEREMA 0 H. 19G X HMA RSB L % H 2R
A, (AT A s H I 196G 7KF-5 SLEDAIL 1
o3 K AMEAMA C3.C4 /KA M . BT, A RSN
h SLE H3 IML3E 19 19G /K- T T REANAE N £

T IR T A A ) — s, AN RE R W™ 2k &
PO A (1) A S P AR EEL 4 ) T R 0 i L SLE AR
BRI 196 B A Bhtiimpi L, ety
SLE J 1576 ShAH SC Y 19G B B f iRt f L — /N
gy WA, ARG R, M55 Y 19G FEAR R & T
AT REAL A PR ESAA [FI A S e . — T HA
RAEF Wi R Z R AAE . F B i s 53— J7 T
TS SHURR TR S PR A R 2 0855 f5 4L
(R G SN, S GRS it 32 AR FH o X R AH S 1) e
REEAEF EZRT 196G B SRS AL IR 20
ANRIEB, PR, BR— P LT 19G ZKSFFEAm i AN REVHEAf
W SLE i sh B

XF T SLE S, H [ Bl on 7 2 B bk 4
LS L 74 196 AR HTAE T I 19G KT+
FEEH 05 AL ZE W5 SLE B I
196 /K NBE, QG 5 DL AR S5 50 A 5 il B i
(common variable immunodeficiency,CVID) . 1 32 41!
il 770 45 245 0 1 il DA e R i B R S T2 Y 196 &
RN AR IE 45 FAL IR, SLE IR B AR B RIS, IR
HEH R 196 K5I 196G K F-2—E A,
X5 B /INER U IEOGT Il S AR A R R, B
by 196 FRATFHEAMNRT EZRA L, Wl
SLE ¥ 51 35 & HEBR S e SR B e | 2595w (1) 7T B,
I 196 7K1 22 57 7% S8 252 B bk 40 i i
TR ST 196G ZAARBLX IS R By s2ma o
A, FEfifi e SLE WLEER BT, A 4 1] 19G /K[
R ], DR R A9 (319G /K43
Mk 457 g/L.5.92 g/L 6.1 g/L 1 6.89g/L). 1% 4 1|k
HEIEA AR IR (5.96 ~8.489g/d), IR
19G /K F-IR#5 55 (305.7 ~ 871 mg/L), % [&i% SLE H
HIINYE 196 /K FREIR T RE R E 5 ARG R
R 196 £RA K. HIRIX 4 ] SLE B I
19G ZKFHAR AEA 3 5] £ 5 R A 155 T S R B a5 3]
B2 DL 1 (3 SLEDAI BU4343 50k 14,28 K 22) 3%
T35 4, R LR 196 KSR 5 SLE 548 1%
SRR TG A G

M3 19G 7K -5 T e [ 4K /2 SLE 11 H 24
fIE AEIMIE 19G /KFIEH ]2 SLE BBEIFAD UL,
SR AR A OG5 R B A I A I R
PR A FAE 196 AT R B I ABATEA 36 s AR
Y 1% 20 B RN I ) B R R IR BN AT IR R
M3 19G K 1E 5 1 Z A% SLE By : , isi/b Hollw

A arrs
2 LRZ.
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