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Significance of anti- SSA positive with or without anti-SSB positive in children with lupus
nephritis
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[Abstract] Objective: To investigate the clinical significance of anti-SSA positive with or without anti-SSB positive in children with
lupus nephritis. Methods: The clinicopathological data of children with lupus nephritis newly diagnosed in the Nephrology Department
of Nanjing Children’s Hospital from January 1,2018 to January 1, 2023 were retrospectively analyzed. Eighty-five children with lupus
nephritis were enrolled in this study, including 34 children in the anti-SSA positive with or without anti-SSB positive group (Group A)
and 51 children in the anti-SSA and anti-SSB negative group (Group B). Group A was divided into Group A1 (anti-SSA positive, 22
children) and Group A2 (anti-SSA and anti - SSB positive, 12 children). The clinical manifestations, SLEDAI - 2K scores and
pathological features were compared among all groups, and the remission of lupus nephritis after six months of treatment was followed
up. Results: The Group A and Group Al had no statistical significance compared with the Group B, respectively (P > 0.05). The
incidence of rash in the Group A2 was lower than that in the Group B, the difference was statistically significant (P < 0.05) ; and the
non - remission rate in the Group A2 was higher than that in the Group B, the difference was statistically significant (P < 0.05).
Conclusion: Children with anti-SSB positive lupus nephritis are all accompanied by anti-SSA positive , and children with both anti-SSA
and anti-SSB positive lupus nephritis have a lower incidence of rash clinically, but a higher renal unremission rate for half a year,
which may require more aggressive renal treatment.
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Table1 Comparison of clinical features

Indicator Group A(n=34) Group A1(n=22) Group A2(n=12) Group B(n=51)
Age(years,x +5) 114 2.7 11.0£25 11.5+3.1 10.7 £2.7
Male[n(%) ] 7(20.6) 3(13.6) 3(25.0) 9(17.6)
Fever[n(%) ] 14(41.2) 9(40.9) 4(33.3) 14(27.5)
Erythra[n(%) ] 26(76.5) 20(90.9) 5(41.7) 39(76.5)
Oral ulcer[n(%) | 4(11.8) 4(18.2) 0(0) 4(7.8)
Arthritis[n(%) ] 7(20.6) 2(9.1) 4(33.3) 5(9.8)
Nervous system symptom[n(%) ] 2(5.9) 1(4.5) 0(0) 5(9.8)
Anemialn(%) ] 15(44.1) 11(50.0) 5(41.7) 25(49.0)
Leukopenia[n(%)] 9(26.5) 5(22.7) 4(33.3) 15(29.4)
Thrombocytopenia[n(%)] 7(20.6) 4(18.2) 3(25.0) 11(21.6)
Hematuresis[ n(%) | 23(67.6) 15(68.2) 8(66.7) 40(78.4)
Massive proteinuria[n(%)] 15(44.1) 9(40.9) 6(50.0) 26(51.0)
Acute kidney injury(%) | 7(20.6) 7(31.8) 1(8.3) 11(21.6)
TMA[n(%) ] 4(11.8) 4(18.2) 1(8.3) 2(3.9)
Hypertension[n(%)] 10(29.4) 8(36.4) 3(25.0) 10(19.6)
Anti-DNA[n(%) ] 27(79.4) 19(86.4) 9(75.0) 45(88.2)
Anti-SM[n(%) ] 9(26.5) 5(22.7) 4(33.3) 6(11.8)

TMA : thrombotic microangiopathy. Compared with Group B, P < 0.05.
R2 HREDE.SHEFRERFEZBRILE
Table 2 Comparisons of disease activity, pathological type,and treatment effectiveness [n(%)]

Indicator Group A(n=34) Group A1(n=22) Group A2(n=12) Group B(n=51)

SLEDAI-2K

Mild 7(20.6) 2(9.1) 5(41.7) 8(15.7)

Moderate 8(23.5) 7(31.8) 1(8.3) 15(29.4)

Severe 19(55.9) 13(59.1) 6(50.0) 28(54.9)
Pathological type

Il 3(8.8) 1(4.5) 2(16.7) 5(9.8)

m 3(8.8) 3(13.6) 0(0) 3(5.9)

Y 17(50.0) 10(45.5) 7(58.3) 23(45.1)

\% 1(2.9) 1(4.5) 0(0) 4(7.8)

m+v 3(8.8) 1(4.5) 2(16.7) 4(7.8)

V+V 7(20.6) 6(27.3) 1(8.3) 12(23.5)
Treatment effectiveness evaluation

Complete remission 28(82.4) 19(86.4) 9(75.0) 47(92.2)

Partial remission 4(11.8) 3(13.6) 1(8.3) 4(7.8)

Non remission 2(5.9) 0(0) 2(16.7)° 0(0)

Compared with Group B, P < 0.05.
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