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ABSTRACT Objective: To investigate the effect of infection on the disease activity of children newly diagnosed with systemic lupus
erythematosus (SLE). Methods: 86 cases of children with SLE were divided into the infected group and the control group and
retrospectively studied, the medical history, physical examination and laboratory test results were compared between two groups. Results:
1) SLE infection rate was 52.3% in children, respiratory tract infection was more common, accounting for 40%, followed by the digestive
tract and urinary tract, bacterial pathogens common, accounting for 62.2%, followed by mycoplasma, viruses; 2) The ds-DNA, CD3 *
CDS8 * (Ts) cells, CD3CD19 * (B) cells, SLEDAI scores of infected group were significantly higher(P<0.05); the number of complement
in infected group was significantly lower than the control group (P<0.05), the ds-DNA, CD3 *CDS8 * (Ts) cells, before SLEDAI scores of
infected group were decreased significantly after anti-infection treatment than before treatment (P <0.05), while the number of
complements and CD3CD16 *CD56 * (%) cells were significantly increased (P <0.05). Conclusion: Children with SLE were easier to
infection, and early onset of infection could aggregate the condition of SLE, timely and effective infection control could help improve the
condition of SLE.
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Fig. 1 Distribution of common parts of infection
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Fig 2. The distribution of common pathogens
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Table 1 Comparison infection of related indicators between two groups

Infected group(n=45) Control group(n=41) P
CRP(mg/L) 45.6+ 12.5 10.8+ 6.2 <0.05
ESR(mm/h) 53.2+ 10.8 45.4% 9.1 >0.05
PCT(ng/mL) 2.08+ 0.28 0.25+ 0.15 <0.05
WBC(*10%L) 18.2+ 32 10.6x 2.7 <0.05

M _EEAHIESRAHEE REZCDMEN, XA tR%, U P<0.05 HRTEEZE .

The above data are used in each group the mean (x)* standard form of deviation (SD), using the t-test , P <0.05 was significant when expressed.
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Table 2 Statistical results of clinical and laboratory related indicators

Infected group(n=45) Control group(n=41) P
Number of systems sufferred 4.5+ 1.2 4.2+ 0.8 >0.05
CH50(U/mL) 122+ 6.8 15.9+ 9.6 <0.05
C3(U/mL) 0.32+ 0.25 0.45+ 0.18 <0.05
C4(U/mL) 0.10£ 0.10 0.18+ 0.08 <0.05
ds-DNA (IU/mL) 18.8+ 12.1 12.5+ 10.8 <0.05
CD3'CD4"(%) 22,6 1.2 23.8+£ 2.3 >0.05
CD3°CD8"(%) 40.2+ 3.2 30.3+ 3.3 <0.05
CD3CD19'(%) 25.3% 2.1 20.1+ 1.8 <0.05
CD3CD16'CD56"(%) 5213 8.7+ 1.4 <0.05
SLEDAI 12.2+ 6.1 10.3+ 5.2 <0.05

M _EEAHIESRAHEE REZCDMEN, XA t 5%, U P<0.05 HRTEEZE .

The above data are used in each group the mean (x)* standard form of deviation (SD),using the t-test , P <0.05 was significant when expressed.
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Table 3 Statistical results of the related indexes of anti infection treatment in the infected group

Before treatment(n=45) After treatment(n=40) P
Number of systems sufferred 4.5+ 1.2 3.0+ 0.8 >0.05
CH50(U/mL) 122+ 6.8 20.3% 6.6 >0.05
C3(U/mL) 0.32+ 0.25 0.50+ 0.18 >0.05
C4(U/mL) 0.10£ 0.10 0.22+ 0.08 <0.05
ds-DNA (IU/mL) 18.8+ 12.1 11.02+ 3.8 <0.05
CD3'CD4"(%) 22,6 1.2 24.8+ 32 >0.05
CD3°CD8"(%) 40.2+ 3.2 28.3+ 3.8 <0.05
CD3CD19'(%) 25.3% 2.1 22.3% 2.6 >0.05
CD3CD16'CD56"(%) 5213 9.2+ 14 <0.05
SLEDAI 12.2+ 6.1 10.2+ 2.2 <0.05

M EREABEHR AHEG: fREZCDMER, KA t1L, M P<0.05 HRTEEZEEN,

The above data are used in each group the mean (x)* standard form of deviation (SD), using the t-test , P <0.05 was significant when expressed.
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