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ABSTRACT Objective: To investigate the expression and clinical significance of anti nuclear antibody (ANA), immunoglobulin
(IgG, IgA, IgM) and complement (C3, C4) in patients with vitiligo. Methods: 30 children patients with viligo in our hospital from October
to May 2016 as case group were collected, and at the same time, 30 healthy children as control group were randomly selected. The serum
ANA and 12 kinds of autoantibodies were detected by indirect immunofluorescence and Western blotting respectively, IgG, IgA, IgM, C3
and C4 levels were detected by immune transmission turbidimetry method. Results: Compared with of 3.33%(1/30) in control group,the
positive rate of ANA in case group was 13.33%(4/30), and the difference was not statistically significant (P>0.05). In the 12 kinds of
antoantibodies spectrum, there was 1 case patient (3.33%) of positive rate about dsSDNA, SmDNA, SS-A/Ro60KD, SS-B/La, CENP-B
respectively, which was no obviously difference compared to those in control group (P>0.05). The serum IgG, IgA and C4 levels were
lower than that in control group, the difference was statistically significant (P<0.05). The IgG, IgA, IgM levels of children patients of
ANA-positive were higher than those of ANA-negative patients, the difference was statistically significant (P<0.05). The C3, C4 levels of
complement of children patients of ANA-positive were lower than those of ANA-negative patients, the difference was statistically
significant (P<0.05). Conclusion: There is no obviously difference on ANA-positive expression between children patient with vitiligo and
healthy children while the humoral immune function has obvious abnormal, it has an important reference value in clinic.
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Table 1 Comparison of detection results of the ANA and 12 kinds of autoantibodies between the two groups[n (%)]

Indexes Case group (n=30) Control group (n=30) X2 P
ANA 4(13.33) 1(3.33) 0.353*
Nucleosomes 0(0.00) 0(0.00) - -A
dsDNA 1(3.33) 0(0.00) 1.000%*
Histones 0(0.00) 0(0.00)
SmD1 1(3.33) 0(0.00) 1.000%*
Ul-snRNP 0(0.00) 0(0.00)
SS-A/Ro60KD 1(3.33) 1(3.33) 1.000*
SS-A/R052KD 0(0.00) 0(0.00)
SS-B/La 1(3.33) 0(0.00) 1.000%*
Scl-70 0(0.00) 0(0.00)
CENP-B 1(3.33) 0(0.00) 1.000%*
Jol 0(0.00) 0(0.00)
PO 0(0.00) 0(0.00)

Notes: *represent that was calculated by the Fisher's exact test.A represent that was not be statistically analyzed.
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Table 2 Comparison of the detection results of immunoglobulin and complement in the two groups

Groups IgG(g/L) IgA(g/L) IgM(g/L) C3(g/L) C4(g/L)
Case group (n=30) 7.39+ 3.55 1.20+ 0.34 1.49% 0.63 1.15% 0.22 0.23+ 0.07
Control group (n=30) 9.57+ 3.18 1.67+ 0.29 1.53% 0.60 1.23% 0.19 0.29+ 0.09
t 2,516 -5.761 -0.257 -1.519 -2.887
P 0.015 0.000 0.802 0.137 0.006
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Table 3 Comparison of immunoglobulin and complement levels in ANA positive and ANA negative children of case group

Groups 1eG(g/L) TeA(g/L) TeM( /L) C3(glL) Ca(gL)
ANA-positive group
896+ 2.53 1.46+ 0.38 1.96 0.49 1.02+ 0.27 0.15% 0.05
(n=4)
ANA-negati
negative group 5.62+ 3.05 1.18% 0.21 1.07+ 0.72 1.29+ 0.24 0.24% 0.06
(n=26)
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