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 E.BN #HiT424MBamiksA(SLE) & 43 w4 DNAISDNA) F kb fe it ¥ 5 27 (Sm) o4k fa
e KAFE A TR TIRMFEMNERGEF, Fix OBEIH 201257 AFE 2019 F 7 A XKFEBER
B 5t Bl e a3 dsDNA Fk e 3t Sm 4nk o9 SLE & F a9 48 %42 B ¥4tk fa bt a B % 5 3t dsDNA 3tk
FEME 2R (1 534 4)) .30 Sm AR AP0 (494 ) o I ARTAME LA (432 4)) . 5T S A B E W A SR LB TH
MR ZF., R K SmnkmEAF R hlada Ed | b8, FE IR G F M 36 % % 6
et % F 4 dsDNA #Ak b 28 (P<<0. 05), 4t dsDNA # Ak Fa M40 3 % X # A K AP 69 fa bt & & F 42 Sm &
AR IR PEZE (P <Z0.05) . 4% dsDNA 34K '8 Pk 28 o 337 4K PR 20 B I 9% % 9 MM £ 3 T 4% Sm 4Rk M bk 48 (P <
0.05), # dsDNA AR LA Lo 2m i 40 & & | fn /N AR L & 28 0K FAK T 30 Sm daAk fa 20 (P <<0.05), 3%
dsDNA F 4k P PE 20 Fo A FC AR FAOME2H 89 Jk & 5UOIUEF B4 & C KR -F 3 T4 Sm Fo 4k F 28 (P <<0. 05) , d B />
T BAK T4 Sm R MM, 4t dsDNA kA A fe R A mEa ek Agfeaf migesa
A EEO.FEOKFK TR Sm K MEBHE(P<C0.05), &8 #H Smiikrfatkey SLE B 52 A BB E.
MK BARITREG NG, M4 dsDNA kA SLE B X A A BB AR LR AAARORNRE S,
16 R £ 5 EA SLE & 69504 342, AT T, 3 45y A2 Bk 3t & L FLOE SR 4T B AL,
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with positive anti-dsDNA antibody and anti-Sm antibody "
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Abstract: Objective To investigate the differences of clinical characteristics and laboratory index results
of anti-double stranded DNA (dsDNA) antibody positive and anti-Smith (Sm) antibody positive in patients
with systemic lupus erythematosus (SLE). Methods Retrospective analysis was performed on SLE patients
admitted to west China hospital, Sichuan University from July 2012 to July 2019 and tested both anti-dsDNA
antibody and anti-Sm antibody, the patients with positive antibodies were divided into anti-dsDNA antibody
positive group(1 534 cases) ,anti-Sm antibody positive group (494 cases) and double antibody positive group
(432 cases). The clinical characteristics and laboratory test results of the three groups of patients were ana-
lyzed. Results The positive rates of facial erythema, photoallergy, Raynaud’s phenomenon, rash and lung dis-
ease in the anti-Sm antibody positive group and the double antibody positive group were higher than those in
the anti-dsDNA antibody positive group(P <C0. 05) , the positive rates of fever and edema in the anti-dsDNA
antibody positive group were higher than those in the anti-Sm antibody positive group(P <C0. 05) ,and the pos-
itive rates of kidney disease in the anti-dsDNA antibody positive group and the double antibody positive group
were higher than those in the anti-Sm group (P <C0. 05). The levels of red blood cell,hemoglobin, blood plate-
let and white blood cell in the anti-dsDNA antibody positive group were lower than those in the anti-Sm anti-
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body positive group(P<C0. 05). The levels of urea nitrogen,creatinine and cystatin C in the anti-dsDNA anti-
body positive group and the double antibody positive group were higher than those in the anti-Sm antibody
positive group(P < 0. 05), while estimated glomerular filtration rates were lower than the anti-Sm antibody
positive group. The levels of total bilirubin,direct bilirubin,indirect bilirubin,total protein and albumin in the
anti-dsDNA antibody positive group and the double antibody positive group were lower than those in the anti-
Sm antibody positive group(P <C0. 05). Conclusion SLE patients with positive anti-Sm antibody have a higher
risk of skin damage,lung disease and liver damage. However,SLE patients with anti-dsDNA antibody positive
have a higher risk of kidney disease and blood system disease. Clinically. the diagnosis and treatment process
of SLE patients should be paid attention to,as early as possible to give intervention,delay the rapid progress of

the disease and prevent the deterioration of the disease.
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(A R 12 1 g M 900 P 45 4 4l 400, O FL R iR
RUFN BB ()95 1) H ks 2 . $UEE DNA (dsDNA)
PrikJE SLE 5: S Pk, 2 SLE 3 gh i br & .
BEAh, T s B (Sm) B iR 2 SLE #5500 A B4t
A T R e 1A I G 17 P 58 R R R S 25 SR AR
IR IR L # A SE 56 = A 48 bR . th F SLE %)
BERENE 2 RS, B KW ST B WE i 5 b
SRS MW FR GO M RGN 12
SLE MIAMHEBEHEIRERLAEZENE L., KR
BT T Bt dsDNA ik & ¥t Sm Hrik 4 SLE B4
Iff R A5 o, R S 36 2 8 A A U 25 2R 9 22 5. O SLE Jf k&
i 1) A R R B AL T 4K 4
1 #ERERA%
11—kl U DU )I R 2A 2 V8 BE B 2012 4 7
HZE 201947 HUiG 12 SLE & 3L 5 748 fi,
HH AP BT dsDNA Uik P Sm Hi A48 BH % 1 &
2 460 BIVERAFFEXT G . AR HE B A I BH 44 45 LK i
FHOr M Pt dsDNA Bk BHME4L 1 534 ], Hdp 5 205
) e 1329 B, S 4E R (34, 76 =14, 20) % 5 5 Sm
PR BHYEAL 494 1), Hoep 55 57 ] .4 437 ], F ) 4F
% (34. 684212, 62) % 3 ALK PH 41 432 i, Horp 5
53 il L4 379 ], S Y AE WA (30, 97+ 11.48) %, &4
PEB IS LR 2 R G X (P>0.05) , HA ]
e, SLE M2 Wibs iR FH 2009 4F A8 = 2 25 KU
T2 40 3 i RE bR v
1.2 53k i dsDNA M4 R 0] 422 G0 58 96 6 ik AR
WPt Sm TR R G 5 BD 0 16 6 I 5 1 550 34 g [ 4
FE R 528 2 il O 7 A% i B 500 & UG I B VE . 4 i
(WBO) . £r.41 s (RBC) . 1fiL 21 & H (HBG) K ifit /)5 #iz
(PLT) R FH A #% 3¢ 42 A 2 il % A I {Y Sysmex
XN-9000 #6001 #5 258 (GLU) | 74 2 IR 42 5L 5% 7 Bl
CALT) B R i ( ALP) | K 7] & 52 R & 3 5 7% il
(AST) A BRI (GGT) , BHLZL £ (TBIL) | &
FEBZT & (DBIL) | Ja] $£ H 21 % (IBIL) , M E H (TP) |
WHHEH (ALB) VB A 1 (GLB) R & C(Cys-C) L
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systemic lupus erythematosus; lung disease;

Iif (CREA) fl bR 2 & (UREA) K FH % K H oh 24 fb &)
¥ Cobas 8000 K fit &L 7 & . C J i & H (CRP)
K DU 3 & R JR F Immage 800 F§ & & [ 40 B A K
WS 140 26 (TL-6) FIFE 45 2 R (PCT) R P R H
e kot 4 A B e e 40 At Cobas 601 A5, 21 48 Jfd T
[ (ESR) % F 72 KA Alifax Test 1 4 H sl P 1fi it
SERTASCRE I o BT AT B A X8 A e BB A AR R A T A
B /NBRYE T % (eGFR) DL CREA Sh1H53 i AH G 8 4, SR
H CKD-EPI 4. (D) B £, OCREA<C0. 9 mg/dL,eG-
FR= 141 X (CREA/0.9) "' X 0.993"% ; @ CREA >
0.9 mg/dL, eGFR = 141 X (CREA/0.9) "% X
0.993%F%  (2) 4, ® CREA<C0. 7 mg/dL, eGFR =
144X (CREA/0. 7) ™% X 0.993%%; @ CREA > 0.7
mg/dL,eGFR=144 X (CREA/0. 7) "** %0, 993%#

1.3 SEilaFab3E SR SPSS25. 0 #AE %) B i3k 47
SN THEOS R A R AL R X A
50 AE IES A IR TR, M (P s Pors) RN - 4110

FLHR F BR FIAS 56 . LA P <T0. 05 N 22 343 4L it 2
2 & R

2.1 3HBEMAREER LI BT Sm BriAR BH 41 fn
XUP A BH 2 J 5 TR 20 B O i /A B
U &6 2 i 1 BH P R 8 T BT dsDNA Bt 44 BH P 41
(P<C0.05), 9L Sm H {4 BH ¥ 41 8 K $4H K B (1 B
PEZAL T4 dsDNA HrikBHPELL (P <<0. 05), 4t dsD-
NA H 4 BH M 4 FURCHE A4 BH 4 41 B I 9 5 %) BH P %
FHe Sm HLRBHPELH (P<<0.05), W 1,
®1 3ABRBEKRERIERDN(%)]

e Pt dsDNA $ifk Bt Sm ik PUETIREN
I A A AR "
BAMELH (n=1 534) FHEZH (n=494) BAMELL(n=1432)

IF T 41 B 321(20.93) 156(31.58)" 152(35. 19"
S 55(3.59) 39(7.89)° 28(6.48)"
FiHML 44(2.87) 49(9.92)° 44(10. 19"
22 263(17.14) 162(32.79)" 124(28.70)"
ili 5 95 9 114(7.43) 103(20. 85)° 105(24.31)®
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+ 2864 - ] P e 3 [ 5 4
gkl SHBEIGEREREEL(%)]
s B IR P dsDNA %MAL Hi Sm Prik JEE/REN '
FHPEAL (n=1 534) FHPEH (n=194) [HIEL (n=132)

R 327(21.32) 79(15. 99" 81(18.75)
oK i 570(37.16) 141(28.54)° 139(32.18)
5 A 750(48. 89) 148(29. 96)" 225(52.08)"
Jii % 177(11. 54) 58(11.74) 56(12.96)
H B 15t 97 114(7.43) 41(8.30) 44(10.19)
BT 565(36. 83) 168(34.01) 152(35.19)
WL 183(11.93) 52(10.53) 63(14.58)
iRl R 186(12.13) 46(9.31) 41(9.49)

e H TN B T RE B AR MO R R R A R
2t 1002 . 530 dsDNA Hi e JH P 4L A . P <<0. 05; 551 Sm
B BH A 246 1L . P P<<0. 05,

2.2 3HYHABEBERMENFHERKFELLE 3HEE
ESR.CRP.IL-6 f1 PCT /KF L2 R LF T H# =

X(P>0.05), L5 2,

2.3 3 HLRE IME LA 48 bR KOF e T dsDNA
PO B 20 A0 BT A B 4H B9 RBC L HBG 7K SE AR T
B Sm P PH 4L BT dsDNA B & FH 4119 PLT.
WBC K AR FHE Sm HiikBHIELL . 2 5 WA G E
X (P<C0.05), W% 3,

2.4 3ABFERRIEIRAKTE LB BT dsDNA $if
A BE 1 4 R BT A BE 1 4 ) UREA LCREA , Cys-C 7K
TP Sm FLAKBHME 4L, 1 eGFR K- FHL Sm
PR, Z R WA G2 E X (P<0.05), I
4,

2.5 3ABFINFUImIEIRK T L U dsDNA $ip
A BH P 4 R BB 4 B M 48 9 TBIL . DBIL IBIL, TP,
ALB /KK FHT Sm LA BHPELL (P <C0. 05) , WAL
FH M2 9 TBIL .DBIL,ALP /K% T4t dsDNA $i &
FAPEZH (P <<0.05), W3 5,

*2 SEHBERMEEFKELLEIM(P,,Py)]
4150 n ESR(mm/h) CRP(mg/L) 1L-6(ng/L) PCT(ng/mL)
Bt dsDNA 7 4 FH P 41 1534 41(23,64) 5.70(2.25,16.15) 19.08(6. 98,40. 14) 0.14(0.07.0.42)
B Sm P& FH 4L 494 41(21,71) 5.31(1.88,12.95) 19. 84(6.00,58.01) 0.17(0. 06,0, 96)
KT BH 4 432 41(23,61) 4.89(2.39,11.67) 18. 96(5. 98,45. 36) 0.19(0.09,0.51)
%3 SEBEMENDHIEIRATFLLBELM (P, ,Prs)]
215 n RBC(x10"/L) HBG(g/L) PLT(X10"/L) WBC(X10” /L)
Bt dsDNA 7 74 FH P41 1534 3.77(3.10,4.26)° 107(87.123)° 153(96.212)° 4. 88(3.40,6.83)"
Bt Sm HUik HEA 494 4,00(3.41,4.68) 114(99.132) 168(111.231) 5.31(3.87.7.61)
KU BH 1 41 432 3.69(3.22,4.28)° 106(91,120)* 154(107.220) 4.81(3.56,7.24)

TE 50 Sm FUAR B L. " P<<0. 05,

x4 SEEEBINEEIEIRAKTFLBEIM(P,;,Pys)]
Zigi] n UREA(;zmol/L) CREA(pmol/L) Cys-C(mg/L) eGFR(mL/min)
B dsDNA $7 74 FH P 41 1534 5.80(4.21,8.90)" 64.0(51.9,89.5)" 1.37(1.09,1.92)" 103.6(60.7,123. 9"
HU Sm PR FH P4 494 4.57(3.55,6.60) 56.7(48.0,70.0) 1.15(0. 94,1, 41) 121.0(88.7,129.2)
XU A BH P 4 432 6.67(4.20,10. 14)" 63.0(49.0,91.0)" 1.38(1.09,2.02)" 105.5(62.7,125.5)"

T 550 Sm FUARBIFEALA " P<<0. 05,

x5 3SEBEMIIBEIEIRAFBIM(P,;,Prs)] RO IEABEMMEIEBRAFRIM(P,;,Pry;)]
_— Hi dsDNA Hi Sm Hifk Wit S HL dsDNA P Sm Hrik PREAHZS
I s o
BUARBA AL PR AL BUIARBH L FHELE FHPEL
TBIL ol /L) 7.06.1.9.9%  7.8(6.1,10.3)  6.2(4.6.8.5)" ALT(U/L) 19(12,34) 20(13,33) 18(12,32)
y ) ' , AST (U/L) 25(18,37) 24(18,30) 24(18,36)
DBILCumol/1) 244359 260L5:5.6 L9328 GGT(U/L) 25(15,52) 23(14.46) 24(16,46)
IBIL (ol /1) L5(3.2.6.0°  5.2(4.0.6.8)  4.3(3.1.5.8)" GLB(g/1) 31.1(25.5.36.9)  31.0(26.9.37.7)  32.3(26.7.38.4)

TP(g/L) 64.3(54.3,73.00*  69.9(59.8,76.9)  64.5(54.1.74. 3)*
ALB(g/L) 32.1(25.6,38.5)*  36.2(29.8,41.1)  35,1(24.2,37. D"
ALP(U/L ) 65(51,85)" 63(48,78) 61(50,76)

e 5P Sm UM BH AL L 0P <<0. 055 5 XU BT A B M 4L kL
#%,"P<<0. 05,
3 3 it

SLE 2 —MREKZR5 WA G B, 2871
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FB R A (30~50) /10 J7 . B itk L 40 g 5 & 3 16 7= A=
K H SPiikJE SLE W F 45 . SLE IGRERZ
FE TN 58 BE 19 B2 iR AR B fE Rk A 2 A B R .
72.00 % ~85. 00 % Y 3 17 15 Bz Tk &% B, SLE J¢ ik
b A LS M 4T B A LR AE L A 0 2
RECBE & LA R VB BRSOl i, 1 B A
R LI BE % . TEARIE R R0 B2z v, % DL i 4r
BRI L RIS RE RN RE L1 95 L & B M RO R R
WL &N I A R e SLE W R K i e .
20. 00 % ~90. 00 %6 H 32 52 Wi . 4 45 i 55 | i [7] %
A I It i S A it 5 JEk G R I T R R i R
J& SLE BE T W RN, ARWFse gt 5 748 il
FH . H bt dsDNA HiK Bt Sm b i ¥ B 2 19 B &
3 288 Bl EEF Gt 7 H R A (1 956 D) i Il IR
i PR S R BH A 81 5 AS 1 5 32 40 R T R 4T B
Sead S E B | B 9 RN i S e 1) BE P 2R 4k
13.64%.2.57%.3.86%.15.51%.8. 54% , A5
FE I T Hi dsDNA HLIRFIHL Sm ik BH M B 5 I
PRAE PR R S5 565 2 63 000 45 SR 14 2 5 () B 37 o LA 4k B
PEEARE N LS %, o 45 SRR T Sm Pk H
Pk SLE H# £ & e k451 3 Cii 30 20 BE Ol 8. 35 v 9
G529 Rl EB B MG 1 A 5 T Ht dsDNA Hi 44 BH 14
B (P<C0.05) , 1 £ & & 38 K B B I 326 95 %) B %%
W F 4T dsDNA Hi & FHM: B35 (P<<0.05),

SLE ¥ B R IMWKASG . £ B LM A I . WBC
PLT /™ . 860l fig & SLE 78 S 28 HL i A S F it
15 9 40 2% E 2 — . R TS EAN A i 4 MR e
SLE #ifL % R AR, HEERE A —, J7ZH
AL BE 5 A PRk W AR S5 IR 2 ) B AR R 2T 4 i A=
12 I BT S I R b e E A A I A e
WBC I H 7 40 B s A0 S SLE JR % & A I e ) i 22
fER K. 78 SLE B3, il S B0hun 8 E % i 27 22 1
LA /0N A sk 20 SE 1 9 RLAR £, 61 R HECPE I A Py
ML TR 25 A A A R . Gt A &
MPL dsDNA Hik . H1 Sm Hrik B I 4y SLE &3
HBG.PLT ) M(P,;.P.) 45l 118(98.133) g/L.
160(107,218) X 10" /L, BB FX 1f #1 PL'T Jak 20 44 9% 151
¥l . AR BT dsDNA $i i BH 41 8 %% RBC.
HBG.PLT ,WBC /K A% FHL Sm i f& M4 (P <<
0.05) , BEHAPL dsDNA Hi 4 BH % 41 £ 35 1L &R 40 % 2B
& HLEHT Sm U BH P 2 T oy

£ SLE & . WHEH F & w W, 495
50. 00 %6 , ELA 5 8 1 K 96 5 R A6 %, 24 10. 0026 1
BMETEB S E B, AP R R, P dsDNA
LR B P2 5 % 19 UREA,CREA,Cys-C & T#i Sm
BUARBHPE 4, i eGFR Ik T 3T Sm Hi 4k BH P 41 (P <<
0.05), eGFR 0] { Jy & 2 fig ¥ 10 3 2 45 45",
CREA H1 Cys-C /K5 eGFR A%, Cys-C A[fE
R WL /INER U8 A D) i i — P UR M A A 2 T Y he

PERYIS WA MBI b5 . CREA /58 B T AEMY
A I 4 B 2L AT A R A I DR A {1 » il 48 v 1 b i ke e S
RS2 BB B T I AR B2 . A
XU AR BF A R B R B B Rk 2201406, &5
G 1R 4 S50 R . P dsDNA B 4k BH 41
FIXCHLAR B P2 /Y SLE 883 bt Sm Hi M BH I 41
HIRWAEEE R (LN K ZE &S, LN B %S
5 R F(33.00% ~40. 00%) , 2 G 20 B WEFL E &
R G A KA BB R R R, LN 55 240 % B A2
W I T A S e E T

I35 8 (2R AR5 6, 51 1 v 2 K P
REAR I R R H 8 22, 8 95 R I 83 JTF i B ' o 25 12
PEFHN . P dsDNA Fiik fHPER SLE B3 B LN 4%
RILPL Sm LR FHMEH &, X2 5]8& TP fil ALB K
ST A e AV S AR R 1 L R DR 0 BB A B K
Jib s 3 AT dsDNA L 44 B 1 21 235 K ik & A R He
Pt Sm LA H L] & ) R A . TBIL . DBIL i1 IBIL i
1R« T BH JFF 400 27 30 48 SO T R AR . A E R BOR
IML3E HAMA C3.C4 K TR R IG o I Bl R
4i3% 2 SLE BE M E LR ENGERINE . Hik
FWIHT Sm B Mk BHE AL B E A OB E AR & T
HRMBE, WA i A & % iR b
VAR PUEAL B R T AR Y AT S R B i
BT 2 K P 5 3l fok ok o Ak i 7™ o7 S R R 6T
PR] Ik o 200 S 40 A0 951 B A 3 Bk ok AR BB A 1 SLE /R kAR
565095 O UL ARE B A AU o It JH: XU M BH 4 9 SLE
B,
4 % it

Pt Sm PR BHERY SLE 83 & 4= Jz kit 3 Qi 38
CLBE DG TR IG ) IR A Y
AR B v bt dsDNA HUik FH 1 SLE 835 & 4 5 iE
P R I VR FR B 5 e 1 KU A R . I R b R I
SLE & Wizinid fe R+ 7, 4E 52 9% 72, B 1k 9 1
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