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The clinical value of anti-ribosomal P protein antibody in childhood
systemic lupus erythematosus
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(Department of Clinical Laboratory, Hebei Children's Hospital » Shijiazhuang 050031, China)

[Abstract] Objective To investigate the clinical value of anti-ribosomal P protein (Rib)
antibody in childhood systemic lupus erythematosus(cSLE). Methods A retrospective analysis
was performed on clinical data from 125 patients with newly diagnosed ¢SLE (¢SLE group) from
Apirl 2019 to December 2023 in Hebei Children’'s Hospital, 86 patients with non-SLE rheumatic
disease (disease control group), and 62 healthy controls. The sensitivity and specificity of anti-
Rib antibody and other autoantibodies alone and in combination in the diagnosis of ¢SLE were
compared. The positivity rates of anti-Rib antibodies and other autoantibodies among different
groups were compared. Logistic regression analysis was used to analyze the relationship between
the high sensitivity of autoantibodies and the occurrence of ¢SLE in ¢SLE group, and to further
compare the clinical characteristics and laboratory indexes of ¢SLE children in the positive anti-

Rib antibody group and the negative group. Results The sensitivity of anti-Rib antibody in ¢SLE
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group was 47.2% , which was significantly higher than that of disease control group and healthy
control group. The sensitivity of anti-nucleosome + anti-Sm + anti-dsDNA -+ anti-Rib antibody
for combined detection was 82.4% , which was significantly higher than that of single detection
and anti-nucleosome + anti-Sm -+ anti-dsDNA. Anti-dsDNA and positive anti-Rib antibodies
were independent risk factors for ¢SLE (P<C0. 05). In ¢SLE group, the incidence of lymph node
enlargement and skin mucosal damage (rash, hair loss), as well as the positivity rates of anti-
nucleosome and anti-histone antibodies,was significantly higher in the positive anti-Rib antibodies
group than in the negative anti-Rib antibodies group, suggesting significant difference (P <C
0. 05). Conclusion Anti-Rib antibody may be involved in the pathogenesis of ¢SLE and is an
independent risk factor for ¢SLE. Combined with anti-dsDNA, anti-Sm and other autoantibodies,

it is of great significance for the correct diagnosis of ¢SLE.When anti-Rib antibody is positive, the

incidence of lymph node enlargement and skin mucosal damage in children with ¢SLE is higher,
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which is associated with anti-nucleosome and anti-histone antibodies.
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B Ml EUROBIot Master [I 4 [ 3l % 28 B[k Y
R LM ANCA R JHb 5t DR A8 TRA R
AT PIPCOBENE TeG PR I (R 5 e 5 ) 1K)
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Jit BC-7500CRP 1143 2% Ifil ¥ 40 B 43 BT A 3 17 /& L
I KL BT R DU, 2R SYSMEX 24 A ) UC-3500

4 H BRI Ay BT AR UF-5000 4> [ 3 R A & 14
IR AGHEEAT B LR 462 4 IRAG TE B4 43 A A
1.4 WEdstr OMRHE PR K540 Rib brik
T HoAh [ B 00 SR 0 RNBE A K2 W oSLE 1 Bk
JE TR S R L SRR B = L 480 B/ P A ) R+
T B 491 850 X 100 % 5 R 5 B = FCBA M 1 5/ (L )
P A7) K+ AR B 1RO X 100% . @ o % 4% 41 1] Bt
Rib HUR%E A S PrAR MR . @M A Logistic 114
S HT SLE AU B i B B9k 5 SLE &
HEZEMER, @i —2 DT Rib HUk FHE4L R
B4 cSLE HBLTE I R FFE SR E R 22 5
1.5 itk N SPSS 21.0 G844 #r
BAg . TR R RBCR T ¢ A T RO R AR
FH X K50 fa B I R # e R H 2 & Logistic 1114
BT, P<<0.05 HESRAHGI¥E L.
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2.1 AFEPKL B SLE B BURE fE: R 4
BB B 45 T 3 B B A 0 SO R R SR
HorP it Rib HURBURIE N 47.2% 5 5 R 98.6 % 5
PR /ME 41 Sm+HT dsDNA+4T Rib HiARB A 16
1) AR A B A A I B A T, HLm AR
SR BUR/AME + BT Sm A+ T dsDNA BEA B, W
#1.

F£1 FEFMEILH cSLEmMEREMBRE
Table 1 Sensitivity and specificity of different antibodies in the diagnosis of ¢cSLE

(n=273.H1%0
Il A< 32 Wi Il A< 32 Wi Il A< 32 Wi
R TNN - L dsDNA - B E N -
~ R # ) R 7 7 7
[H 14 83 0 FH 14 73 1 [ 14 64 0
[5Rs 42 148 B 1 52 147 B 1 61 148
TR 66.4% (83/125) PR 58.4%(73/125) PR 51.2%(64/125)
S 100.0%(148/148) RS 99.3%(147/148) RS 100.0%(148/148)
Il A 32 Il A 32 I A 32 W
Pt Rib i nRNP/S HL SSA
‘ R ﬁ " " R ﬁ R ﬁ
[H 59 2 FH 4 44 6 FH 4 37 7
[5R 66 146 A 1 81 142 A 88 141
R 47.2%(59/125) R 35.2% (44/125) R 29.6%(37/125)
R 98.6% (146/148) TR 95.9%(142/148) TS 95.3%(141/148)
N I A 32 W s I A 32 W . I A 32 W
#i Ro-52 " & T Sm " z T SSB B =
[H 33 8 FH P4 33 1 FH 4 10 4
¥ 92 140 BH 92 147 B 115 144
R 29.6%(33/125) R JE 26.4%(33/125) R 8.0%(10/125)
S 94.6%(140/148) S 99.3%(147/148) RS 97.3%(144/148)
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- it K 12 W Bk ME -+t It AR 12 Wy i/ MA+HT Sm+- i B 32 W

Lo B w Sm-+#t dsDNA = % $it dsSDNA 4L Rib £ =

F 4 1 2 5 92 3 IoH 4 103 5

B 124 146 [iRES 33 145 B 22 143
TR 0.8%(1/125) TR 73.6%(92/125) TR 82.4%(103/125)
e 98.6% (146/148) Fi 5 98.0% (145/148) Fi 5 96.6% (143/148)

2.2 AAHP dsDNA FURZ/ME STl E B &3t Rib
PP HL# oSLE 418U 5 m i Bt dsDNA
Uk /MAE BT A KBt Rib PUA AP R B R 5

B 37 M e P 2 (P <<0. 05) . JLEE 3,
K2 3AANEHR RbIAMERILLLE

Table 2 Comparison of anti-Rib antibody expression

T X IR 21 R At SR X HE A (P <<0. 05) , WL 2, among the three groups
.. A (%, %O
23 Z % Logistic M4 T ¥ i2Wi Hh SLE b %
(FH=0,2=DIENFEZE .3 dsDNAE=0, 45 B WiR/ME B dsDNA  H4IEA Hi Rib
SLE #4 125 83(66.4)  73(58.4)  64(51.2)  59(47.2)
M — o M — M — 2y r ¢
PE=1 S/ BT =0, BITE =1 Ji & A (P BRX A 86 0€0.0) 1(1.2) 000.0) 2(2.3)
=0, BHM:=1) K $it Rib Hiik (B =0, HE=1) HEXT AL 62 0€0.0) 000.0) 000.0) 0€0.0)
Ve AR, T2 N K Logistic [T 4387, 45 X2 A 141.201 114,304 98.980 82.208
o N <0. <0. <0. <0.
R B dsDNA FIL Rib HL 1K B4 LHE B cSLE al s
*® 3 % HEZE Logistic BIIIH#T
Table 3 Multivariate Logistic regression analysis
LioR1BITRE| EVEEY i o 1R Wald %? {8 P i OR f# 95%CI
Ht dsDNA 3.458 1.117 9.588 <0.001 31.747 3.558~283.303
i Rib FHE 3.550 0.800 19.676 <0.001 34.800 7.252~167.009

2.4 HT Rib PT A B F0 1 411 PR 38 B0 2 52 56 %
RAREbEE RGP Rib S &6 SLE B ILS N
Pt Rib BHPEL 59 Fl FHT Rib BIPE4L 66 ], SLE
AP Rib BH P 20 08k B 485 P R R B ok 266 8 3 (&2

% RO 1R & HE R YU /N R BT 4 AR Y B R
W4 & Tt Rib I, ZRASITFE X (P<
0.05);2 HH A Fa b5 L 2 7 K E 1t

0.05), L% 4,
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F 4 L Rib FLAPAMEMBPAEAIRKFRIERLERZHBRILE
Table 4 Comparison of clinical manifestations and laboratory indexes between positive and negative anti-Rib antibody groups
(B 70
N 1k 3] AR 1% o - - :
20 5 % IR T K agiin (SE N T AN 8 T N | VN
ER A B/ (x+5.%)
L Rib FHE 59 14 45 10.742.61 48(81.4) 28(47.5) 28(47.5) 19(32.2) 24(40.7)
¥ Rib A 66 14 52 10.542.09 39(59.1) 26(39.4) 24(36.4) 17(25.8) 16(24.2)
X2/t 0.114 0.467 7.299 0.826 0.171 0.631 3.867
P 0.736 0.641 0.070 0.364 0.679 0.427 0.049
2151 1511 %% B E 4 1fiL R HE R IR IS R R K% 15 H 5 15t 97
Pt Rib FHE 59 44(74.6) 19(32.2) 36(61.0) 5(8.5) 46(78.0) 44(75.0) 11(18.6) 12(20.3)
¥t Rib B 66 49(74.2) 20(30.3) 35(53.0) 2(3.0) 41(62.1) 33(50.0) 12(18.2) 13(19.7)
X2/t 5 0.002 0.052 0.810 0.869 6.638 7.954 0.004 0.008
P4 0.966 0.819 0.368 0.351 0.010 0.005 0.947 0.929
28 51 % Bt % KA O HE45 THCER F PR E IUABHHRE PR RERE FME C3 L
Pt Rib 59 11(18.6) 28(47.5) 7(11.9) 27(45.8) 9(15.3) 16(27.1) 12(20.3) 47(79.7)
¥t Rib B 66 4(6.1) 31(47.0) 9(13.6) 21(31.8) 14(21.2) 10(15.2) 11(16.7) 45(68.2)
X2/t 8 4.671 0.003 0.088 2.561 0.736 2.708 0.280 1.423
P 1 0.031 0.956 0.767 0.110 0.391 0.100 0.597 0.233
i SCL-70
251 B #MA C4 WAL ANA FHPE  ANCA BE¥E ACA BHYE —_— P Sm PHPE B SSB FHYE  $T Jo-1 FHHE
Bt Rib PHH: 59 52(88.1) 58(98.3) 8(13.6) 10(17.0) 0(0.0) 13(22.0) 1(4.1) 00.0)
¥t Rib BAE 66 49(74.2) 64(97.0) 12(18.2) 6(9.1) 000.0) 20(30.3) 7(8.3) 00.0)
X2/t 8 2.800 0.237 0.495 1.723 — 0.034 0.060 —
P {H 0.094 0.626 0.482 0.189 1.000 0.853 0.806 1.000
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a5 - i RNP/Sm HT Ro52KD L SSA RN ¥t CENP B A EA L dsDNA
ZH [
A 1 A1 [ 1 [H 14 FH 14 [ 1 FH 4
¥t Rib FHH: 59 21(35.6) 18(30.5) 21(35.6) 47(80.0) 0€0.0) 36(61.0) 38(64.4)
Ht Rib B 66 23(34.9) 15(22.7) 16(24.2) 36(54.6) 0€0.0) 28(42.4) 35(53.0)
X2/t fH 0.008 0.971 1.926 8.808 — 4.310 1.660
P 1 0.931 0.324 0.165 0.003 1.000 0.038 0.198
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cSLE BIL5 4 B4 H 52 B XU 35 I AH G 19 B Jik 44
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