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Abstract

Object: To investigate the clinical features and independent risk factors of lupus nephritis (LN).
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Methods: The sex, age and clinical characteristics of 193 patients with lupus nephritis (LN group)
and 178 patients with systemic lupus erythematosus without lupus nephritis (non-LN group) were
analyzed by IBM SPSS Statistics 25.0 software. Results: There was no difference in age and sex be-
tween LN and non-LN. The incidences of irregular fever, edema of both lower limbs, chest tight-
ness and palpitation, shortness of breath weak in LN group were higher than those in non-LN
group, while the incidences of nasal congestion, lethargy, menorrhagia and menstrual clot in
non-LN group were lower than those in non-LN group. The incidences of erythrocyte decrease,
lymphocyte decrease, RF positive, anti-ds-DNA antibody positive, complement C3 decrease, ESR
increase, IgG increase, IgM increase and IgA increase in LN group were higher than those in
non-LN group, while the incidence of reticulocyte decrease in LN group was lower than that in
non-LN group. Binary logistic regression showed that there were differences between LN group
and non-LN group in irregular fever, edema of both lower limbs, decrease of erythrocytopenia,
positive anti-ds-DNA antibody, increase of IgG and increase of IgM. Conclusion: Irregular fever,
edema of both lower limbs, hypocytopenia, positive anti-ds-DNA antibody, elevated IgG and ele-
vated IgM are independent risk factors for patients with LN.
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1 Hl

A G ML PRI (Systemic lupus erythematosus, SLE) & —Fh LAid &7 £ 2R H B HiAfM L 852 8N
FRIEIAEME JOREVE B B S PP o JORIRTEANFIAERE . PR e R X A7 75 W) 2 22 57 [1]. 4 SLE &
T B NER N s A PIDTRR SRS B 45473 PR 2 9 0R9E 14: 15 % (Lupus nephritis, LN) [2].LN & SLE
B B RIEZ —, T0%H) SLE B A B R A E IS, Bkt B & B 935 90%, i 50%7]
RIEEIIE B R EFAE[3], A2 SLE BFH M EBIET RN 2 —. H LN BHIGREHIE 22 L, X
RHEM. B RELBIFRRE, BHRE. W2 ARG BT HrigrE X LN 30—
FORL ERAAIERSEIG AT A, DA T AR LN B A MO ARG R 2R, S LN R R, FA2 i ft
FHIRAKHE o

2. ‘ERE R
2.1 —fgFR

P 2014 555 A & 2019 4E 5 H i BB b 8 BE AR BE vy T i 371 1 SLE BB EA AN R . 1%
(] i P AT 9 0o i i [ A B R B Ae B R T st . b, LN B 193 f4], ~PI4ERS 34.9 £ 155, «fi 171
5, Sk 22 %1, HE LN &35 178 1, “PYyF#s 36.6 +17.2, <t 160 41, 54 18 4.
2.2. BHIERE

2.2.1. SLE Bis R
LR 1997 436 [ KR 2 21517 1) SLE 2 WibritE[4].
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2.2.2. LN ByiSHRfE

TEBA SLE MAEAS I, 25 & 2012 4235 1 KRR S 2 Wiks e [5]: © A R85 H R (>0.5 g/24h
BUREE A > +++)F1(E0) H ILAH M A B (AL A i AL . ks 2, PR R, & g EOR &8 ). @
SE SV R YT > 5 AN A0 B (3K A 408 /i 1 B A (e K% 29 W T SR A1) vl B ARG B A L B e 2 A
Thag. "Bk B SR 7 A A AR I FE I

2.3. MIRFG*E

IR BRI 7925, 6 e LN R LN AR (0 — MO L IR AR R SE 36 s Fe b . SO0 S A 7
5 © MmENIER: 24(RBC). H4MI(WBC). 44K (ESR)SE; @ HiEifhr: HiiE DNA
ik (ds-DNA). HUZPTIAANA). FL Sm ifk. FT SSA Fifk. $T Ro52 HilfkdE; B ¥,

24. GrFERE

1§ Excel s IR 2RI 54E, £ IBM SPSS Statistics 25.0 #4437 8RSt 007 . iH BRI
o+ FRIEZE(X )RR, THIESHAMM, EF UK, IS, ERESERRE; HURHHEERR,
FH P KH . LN BT fER = 04T, KA Logistic — 7o A& BN AR . P <0.05 AZEFH S

3. fIRGER
3.1 M3, FROLEE

ARUHFFH, LN LB HAEE LN 418 H EER EAR A IES 00, KSR A Mann-Whitney U #56 .
7E 371 5 SLE Mg b, EHAERY 34 (23~49), B 4041, 437141, H4tby 1:8.28, LN H3 i 52%.
£ 193 {5 LN ZHH1, B 4E08 33 (24~50), 55 22 4, Zc 1719, 554ctbly 1:7.77. 1€ 178 {5 LN ZH+, &
HEERS 34 (22~47), B 184, 4160 B, Hictboh 1:8.89. 44iit o, LN 4L FE AR LN 4B EEE
W MR ZE R RS R (P > 0.05). WL 1. & 2.

Table 1. Comparison of age between LN group and non-LN group [n(%)]
Fe 1. LN 4A703E LN HEF FU LR N(%)]

TiH 4k LN 41(178) LN 41(193) p-value
A 33 (24~50) 34 (22~47) 0.450

Table 2. Comparison of gender between the LN group and the non-LN-SLE group [n (%)]
2 2. LN 4B703E LN-SLE A8 HMRIBIELE [ (%)]

i H 4E LN (178) LN #H(193) $ p-value

P 178 (100.0) 193 (100.0) 0.159 0.690

3.2. IGPRAER B LS

LN 415 o & 72 = 17.639, P = 0.000) MU T KI5 i (2 = 32.702, P = 0.000)- i i&] L i (37 = 3.992,
P =0.046). SJH = J1()* = 4.241, P = 0.050) (1 & A B B T-F LN 41, 1 £ 26 (,° = 8.865, P = 0.003). &
i (y? = 5.117, P = 0.031). HZ&id£(x* =5.117, P = 0.031). A% Jifn(y’ = 5.495, P = 0.025) ) % 4 R B &
TFIELN H. W& 3.
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Table 3. Comparison of clinical symptoms between LN group and non-LN group [n (%)]

%% 3. LN 22703k LN (A2 ZIGKRIERBIELE N (%)]

TiH 4E LN (178) LN #H(193) » p-value
TR R A 7(3.9) 34 (17.6) 17.639 0.000
XU i 15 (8.4) 63 (32.6) 32.702 0.000

i el Lo 17 (9.6) 32 (16.6) 3.992 0.046

fgEx 8 (4.5) 0(0.0) 8.865 0.003
KELZ1* 11 (6.2) 24 (12.4) 4.241 0.050

W& e~ 7(3.9) 1(0.5) 5.117 0.031

JEESUEA 7(3.9) 1(0.5) 5.117 0.031
A& Je e 5(2.8) 0(0.0) 5.495 0.025

3.3. LMW EMLLE

LN 213 5 20 40 B PR (o = 20.922, P = 0.000). Iyt T+ (% = 13.122, P = 0.000) kR4 FEAR () =
4.025, P = 0.045). RF BH1%:(x* = 7.431, P = 0.007). #T DNA kB (y* = 26.073, P = 0.000). Mk C3 BEK
(x* = 13.828, P = 0.000). 19G F}7&i(x* = 46.666, P = 0.000). IgM T+ (x* = 9.485, P = 0.002)H1 IgA T (3 =
4.287, P = 0.041) (R AE 35 T4 LN, 17 X 2141 4 il PR () = 8.685, P = 0.005) {1 & AE MK T-9E LN, L%
4,

Table 4. Comparison of laboratory tests between the LN group and the non-LN group [n (%)]
4. LN HAFE LN HBE LR ERIEEE[N (%)]

TiH 4 LN £1(178) LN #H(193) 2 p-value
ganiilion) 49 (27.5) 98 (50.8) 20.922 0.000
ESR1 48 (27.0) 87 (45.1) 13.122 0.000
IREANAL 30 (16.9) 49 (25.4) 4,025 0.045
WL 4 | * 16 (9.0) 4(2.1) 8.685 0.005
RF B 3(1.7) 15 (7.8) 7.431 0.007
i ds-DNA HifAkfH 27 (15.2) 75 (38.9) 26.073 0.000
Mk C3) 27 (15.2) 61 (31.6) 13.828 0.000
1gGt 26 (14.6) 92 (47.7) 46.666 0.000
IgM1 10 (5.9) 30 (15.5) 9.485 0.002
IgAT* 7(3.9) 18 (9.3) 4.287 0.041

T A *RH Fisher it .

3.4. ZEE Logistic EYA5r

DU 2 5 8 LN YA &, B TopiE R A DU . Bl oot = 7). A 4iiuf#(%. ESR
Fhim RN 28X FFE M $T ds-DNA JUiRPHM: . #MA& C3 BEK. 19G FHiE. 1gM FHiEr. IgA
TR R E, JFREMAEE, #47 logistic FIHHT. 4R ER, LN BEMMSERFE KGR L
F4 & H(OR = 0.190; 95% CI = 0.074~0.487; P < 0.05). X T Ji: i/ (OR = 0.238; 95% CI = 0.120~0.473; P <
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0.05). 4T 4HfF&{%(OR = 0.534; 95% CI = 0.315~0.907; P < 0.05). #i dsDNA H {4 :(OR = 0.393; 95% ClI
=0.218~0.708; P < 0.05). IgG FH(OR = 0.267; 95% CI = 0.148~0.483; P < 0.05)1 IgM T+7(OR = 0.590; 95%
Cl =0.142~0.933; P < 0.05). W.% 5.

Table 5. Analysis of independent risk factors in patients with LN

5 LN BEMIERE RS

TiH OR 95% CI 14 p-value

ToRAE R A 0.190 0.074~0.487 0.001
WU i 0.238 0.120~0.473 0.000
g e 0o 0.630 0.294~1.348 0.233
SEZH 0.686 0.286~1.647 0.399
ko) 0.534 0.315~0.907 0.020

ESR? 0.768 0.437~1.350 0.359

b yakat)ion) 0.752 0.391~1.446 0.393
R BT BH 0.333 0.085~1.304 0.114
T ds-DNA H A 1 0.393 0.218~0.708 0.002
ME C3) 0.734 0.385~1.400 0.348

IgG1 0.267 0.148~0.483 0.000

IgM1 0.364 0.142~0.933 0.035

IgA?t 0.592 0.196~1.793 0.354

4. g

LN ¥R IR RO R, 'S Thastifi. MR R, S aaRie N £ Shm. meERE—
MR GIRBEIMES, BB RERE DB R, X EMERAGEHRE R BAKE R, mFME
B R =K i R PRIE G — Tl B NERE 5 S SNSRI , FR A A AR N ER
() 5 2 A A — SEEEE ) B A T I S BUK — SR LU INVE N R B R [6]. LN 248 R E /NERE K0k 2
—, GRRMEE/NER'E RIGR EERIMBR MR EEIR KA, KRR AR, Kk, SLE &
AT B A R, i O N A gy, DRI JE AR e B3 AT PE R N . SLE B35 B &
FEREILAE, FRIGWESIMEIIR[7], T R AW B # a4k R B B i 2 mig 2, Fikk
R R AAE LN BT AR LN B A R . AR F0 7R e LN ZA0EE LN 20, el R 3G T v
JI7E LN ZHATEE LN 22 7] 22 5 G242 (P < 0.05). Logistic [BIIH 404 &, TRl & $H R JE i
& LN G2 R R 2, 5 ERIRIEATF. Rk, 7E#2 SLE 2Rt b, HI0R B BRI R R #4
X LN fi2 B A — E TS ENME .

MRS 5 SN A EF A AR 25 51 RGN M VA AR AL S 80 SLE B8 0 ik J (R 2 —[8]. ZL4mpkiMAZ 14k | A
53T (CRO)TELLYUMIEL 2 FAB AR A, A2 B TORG B AMA C3b/C4b 1 BRI I G e 52 A 4 4
i E AT A5, 4N CRy LR IS # SLE M{INZ —[9]. MIEHS[L101F 7K, JE LN BF KIE
WM CR B P KPR ST LN &5, ZREFBESIE X (P <0.05), LN E# 1) CR HER
KR, SRR RCREEARE S RE . 5. AV RUEIR, DAMFRRE LN BEAEHE LN B
2 I8 Z 56 Ge it 25 (P < 0.05). Logistic [A] 343 #Tt R T L4 fRR /2 LN B R &R, 5 Lk
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WEGBERER. BRSEOHM IR Z A E S, (HRERS SLE 0L F, 24— K
X LN iz B —E = L.

VR BT ds-DNA ik LA L T SLE, L2 i2Wr SLE bsidhifkz —, Fe5riER 95%, MUk
N 70% [11]. $T ds-DNA HUiARESS 753 B /NSRS AW DA I RO R IR A [12], mTRRJE R /)
BR5 H R A RS U N B B /N ER L R (TBM) - e o i e 1 5 B2 A i % B A DTie [13] [14]. X
FTAE 1510 70 R BTG B 4 35 3K SLE 8% gt ds-DNA Hi A4 BH 14 22 Y RAK T4 B U4 35 2 3
SLE H# (P < 0.05). Rowse L Z:[16]#F FEIESL, $T ds-DNA Fiik /K FHIE{KS LN i&3hA 5%, A& LN FIh
SLEREI . R ELRIE SA KBTI TCAERT, PU ds-DNA HiAA B4 5l J2& vk B B9 9T ds-DNA Fiik T LAME N
LN [ G R 2, $27R SLE g il e IEAE R AE B .

AR L ThRE e, 2 B I TFEAT, 3 SLE B3 1 19G. 1gA. 1gM /K-F3%5 5 &3
HFAm[L7]. EEEE A S E/NRE RS G E TRe . SEURE A/~ & BBk e,
[1818F 7R HH LN 4411 1gG. IgA. IgM /KFE5XRAGFAEER, H53E LN AAGFEER . RZEISE[15]
RIE T 196G AKPAEIRIE B 2 ZHANFE LN [ SLE ¥ X HRAH, 1 HARIE B RAUFIE LN [ SLE 4 L%
WAFAEECR N ZE S, 19G FTLMEN LN B2 Wi S Eiebr 2 — . AR ERERIL T 19G 7KF4E LN 211
4k LN 4 et e it (P < 0.05), logistic [HlJAH 7R T 19G /KF72& LN A e K 2. (H53H
AREFRE, AHFFREY 1gM KFAE LN 4014 LN 4R th g geit24 3 (P < 0.05). M Hrixfh 2 57l fé
T AR E ARG R, BT LN 41 122 5], dF LN 41 SLE £3% 284 i, A7tk
LN £ 193 5, F LN 201 SLE &35 178 5. LKk, AWK 2B 2070, R e di it 17 7 4>
FAbHE, AR EOEL I A, R A R % . S, SLE Sy haeit— 0 &EL, 1gG.
IgA. 1IgM FHE 2RI E MR . WS IHEBCRE, AXBEFC logistic [FIEREALE R, SLE Tl Flsg
TS AR IER 7 99 HLIE 77.6%, LN LT AN Sl s A4 IE A 7 43 Eik 79.3%, 6 I Z AR R B A0l & B EL ety

5. &hig

G EFTR, TAHERA. SRR AR, $i ds-DNA FLIFTE. 19G THEI IgM THEr
ATAER LN IO S R, X TR LRRRIER SLE #, MILRTIR LN HUiS I R 45 L
ST A R B

E&InE
AVHER BRBIEIEETH @S : 8176084014 HIRRI I 4 (45 : 2019RC206) 37 £F .
&E ik
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