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ABSTRACT Objective: To investigate the relationship between serum interleukin-2 receptor a(IL-2Ra), 5 '-oligosenyl synthetase 1
(OAS1), deoxyribonucinase 1Like3 (DNaselL3) and disease activity and early renal injury in patients with systemic lupus erythematosus
(SLE). Methods: 113 patients with SLE who were treated in our hospital from January 2018 to December 2021 were included. According
to the SLE disease activity score (SLEDAI), the patients were divided into mild group (n=48, SLEDAI score 0 ~ 9 scores), moderate
group (n=28, SLEDAI score 10~14 scores) and severe group (n=37, SLEDAI score = 15 scores). According to the glomerular filtration
rate (eGFR), the patients were divided into normal renal function group [n=48, eGFR > 90 mL / (min-1.73 m?)] and early renal function
injury group [n=65, eGFR 60~90 mL/ (min-1.73 m?). The levels of IL-2Ra, OAS1 and DNaselL3 in mild group, moderate group and
severe group were compared. Multivariate Logistic regression was used to analyze the influencing factors of early renal injury in patients
with SLE. Results: The levels of IL-2Ra and OASI in severe group and moderate group were higher than those in mild group, and those
in severe group were higher than those in moderate group(P<0.05). DNase1L3 in severe group and moderate group was lower than that in
mild group, and that in severe group was lower than that in moderate group (P<0.05). Univariate analysis showed the early renal injury
was related to age, SLEDAI score, course of disease, triglyceride (TG), platelet (PLT), hemoglobin (Hb), serum albumin (ALB),
hypersensitive C-reactive protein (hs-CRP), blood urea nitrogen (BUN), serum creatinine (Scr), C3, eGFR, blood uric acid (UA), 32
microglobulin (32MG), IL-2Ra, OAS1, DNaselL3 in patients with SLE(P<0.05). Multivariate Logistic regression analysis showed that
age, Scr, UA, B2MG, IL-2Ra and OAS1 were all influential factors of early renal injury in patients with SLE (P<0.05). Conclusion:
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IL-2Ra, OAS1 and DNaselL3 are involved in the disease progression of SLE, including IL-2Ra, OAS1 can be correlated with age, Scr,

UA, B2MG and other factors assist in predicting early renal function injury.
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Table 1 Comparison of the levels of serum IL-2Ra, OAS1 and DNaselL3 in the mild group, moderate group and severe group( xt s )

Groups IL-2Ra(ng/L) OAS1(ng/mL) DNaselL3(ng/mL)
Mild group(n=48) 597.19+ 32.61 4.62+ 0.79 38.28+ 4.79
Moderate group (n=28) 824.02+ 41.58* 9.18%+ 1.45% 26.07+ 3.83*
Severe group(n=37) 1148.04+ 53.62** 16.84+ 2.67** 15.93+ 2.59*
F 64.519 46.217 39.057
P <0.001 <0.001 <0.001

Note: Compared with mild group, *P<0.05. Compared with the moderate group, “P<0.05.
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Table 2 Univariate analysis of early renal injury in patients with SLE (x% )

Normal renal function group Early renal function injury

Indexes (n=48) eroup(n—65) t P
Age(years) 37.95+ 5.69 46.71% 6.74 -7.287 <0.001
SBP(mmHg) 123.74% 10.46 124.57+ 11.68 -0.390 0.367
DBP(mmHg) 83.82+ 6.59 84.19+ 5.73 -0.318 0.751

SLEDAI score( scores ) 7.14% 1.21 13.89+ 3.25 -13.692 <0.001
Course of disease( years ) 2.18% 0.34 4.56x 0.53 -27.231 <0.001
TG(mmol/L) 1.96+ 0.37 2.63+ 0.46 -8.299 <0.001
TC(mmol/L) 4.73+ 0.46 4.81+ 0.59 -0.780 0.437
LDL-C(mmol/L) 2.12+ 0.36 2.19+ 0.38 -0.990 0.324
HDL-C(mmol/L) 1.92+ 0.26 1.87+ 0.31 0.906 0.367
PLT(x 10°/L) 172.26% 18.48 151.52% 16.27 6.321 <0.001
Hb(g/L) 123.52+ 17.59 104.63% 15.04 6.139 <0.001
ALB(g/L) 39.26% 4.41 31.93% 3.52 9.822 <0.001
hs-CRP(mg/L) 13.31+ 2.38 19.24+ 2.49 -12.749 <0.001
BUN(mmol/L) 7.07+ 1.34 12.93+ 2.21 -16.282 <0.001
Scr( wmol/L) 82.13+ 15.29 127.06% 22.19 -12.065 <0.001
ESR(mm/h) 39.81+ 3.18 38.59+ 3.49 1.907 0.059
C3(g/L) 0.74+ 0.13 0.59+ 0.08 7.568 <0.001
C4(g/L) 0.17+ 0.05 0.17+ 0.09 0.000 1.000
eGFR[mL/(min+1.73 m?)] 104.71%+ 13.34 81.87+ 8.39 11.162 <0.001
UA( mol/L) 379.78+ 24.54 422.57+ 23.43 -9.405 <0.001
B2MG(mg/L) 4.38+ 0.47 3.63% 0.38 9.373 <0.001
IL-2Ra(ng/L) 628.46% 91.38 985.37+ 123.18 -16.191 <0.001
OASI1(ng/mL) 7.28% 0.57 11.58+ 0.71 -34.528 <0.001
DNaselL3(ng/mL) 32.69+ 2.44 24.43+ 3.79 13.205 <0.001
Body mass index( kg/m?) 25.16% 1.41 2498+ 1.52 0.641 0.523
2.3 SLE BERHBHHGHEERE Logistic @354 SeprAr i, R A BT 2 N E Logistic [BIH 34T, 454 7R«

L SLE & R AR R By S B CR & =0, 4F % \Ser UA (B2MG IL-2Ra OAST ¥ SLE f ¥ FL 1] 5 45
K =1), IR 2 A G R R ARy AR PR N IE ORI IR R (P<0.05), L3k 3.

3% 3 SLE BERHEHRHH %S EEK Logistic @MIF5 i

Table 3 Multivariate Logistic regression analysis of early renal injury in patients with SLE

Independent variables B SE e P OR(95%CI)
Age 0.289 0.093 9.813 0.000 1.469(1.152~1.834)
Ser 0.596 0.142 14.692 0.000 1.883(1.467~2.310)
UA 0.431 0.286 7.394 0.001 1.716(1.329~2.067)
B2MG 0.528 0.331 9.615 0.000 1.695(1.282~1.937)
IL-2Ra 0.443 0.361 12.694 0.000 1.816(1.503~2.271)

OAS1 0.482 0.417 13.818 0.000 1.895(1.634~2.339)
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