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[ Abstract])
and IgA) and complements(C3 and C4) in the children patients with vitiligo. Methods

To study the clinical value of antinuclear antibodies( ANA) ,immunoglobulins(IgG, IgM
The clinical data of 145 pedi-

atric patients with vitiligo were collected by using the uniform questionnaire and the data were processed by using the

Objective

statistical software. The indirect immunofluorescence and immunoblotting method were adopted to detect serum AN-
As and 12 kinds of autoantibodies. IgG,IgM,IgG and C3,C4 were detected by using the immunological transmission
turbidimetry method. Results The investigation found that the disease course in 145 cases of vitiligo was from 1
month to 5 years, the primary sites of vitiligo were mainly the head, which were dominated by mild and sporatic
types;the disease condition in most of the children patients was in progressive stage,30. 35% of children patients had
the family history of vitiligo or autoimmune diseases. The serum ANAs detection results found that 13 cases were
positive,among them 8 cases were specific autoantibody positive. The IgG and IgA levels levels in the vitiligo group
were significantly lower than those in the control group,the differences were statistical significant(P<C0. 01) , while
the IgM level had no statistical difference(P>>0. 05). The serum C4 level in the vitiligo group was significantly lower
than that in the control group (P=0. 035),while the C3 level had no statistical difference( P>>0. 05). Conclusion
The vitiligo children patients have no difference with the healthy children in the ANA level, but obvious humoral im-
munological dysfunction exists.

[Key words] complements; vitiligo

antinuclear antibodies; immunoglobulins;

A IR — B2 A BR A I A DL 1) B I 2 T € 3R Bt 2R

o

TR e o HE 2 BT UE S B R AR A S B R 1Y

PEBT + 58 B AN [ b SRR I i1 A BB 26 0. 1006 ~
8.00% . F W ABF Iy R E ik 0.56 %M . IR AT R 4 FAE
ATAFI% L @3 50. 0006 1B XU & 16 20 % AT R .l T A
I AT 2 T A B AT AT R AL 1Y B Tk UM 2R B AR L B e A
TR IR B ABY ™ B R IR 2 AR L YA A T R A ) N B A A
7 THT B B S 4 BB LA R B R AR MR T .

B H AT AL R AR BLR A A A . 2R TR T
Z P PR B ALE A S R R RO R MM A B
2 DRI % Jm) 0 A0 D S A 107 38 4 2 DR 38 06T 0 AR T ok e
VeI 5 S A R 1 R e SR D I AT RE R B2 R B
THEMLE. A& R RUGE AT Z B Z 0 — g .
WEFEFR T BRI R0 5 A B G 5 D) RE 25 AL % DDA % 4 )

AEAE B M 4V FAE 1398 R 35 8 90 K A % T 1 3 7 o il
FHAEwEZEMNEM.

R T BE— 25 TR R R LR S Th R R A AR B 5T
X 145 ) 17 2 DL R A s KR L B 59 41 1) 39 it B 1A A JL 2
P A DT AR DA B A VB B 88 1) 45 SR A AT T K BOK B 9T 45
FRGEW T,
1 #ABEHE
11—kl 59 fBilfa B JL 33 AR e [ 301 4 B 1R 46 . G
B 5 G B s Ho B 29 B, £ 30 s ARl 2~17, 71
(11.0754.08) % , JFEHILH 145 5], 55 88 4] , % 57 4 ; 4E s 2~
17 %, F-#9(10. 73£3. 73) % s ¥ 7R BE 2014 4 8 A F 2015 4
7 H G R HE B B AR SR A S % S0k (5],

TEE RN R 53 AR . 2 A 0 i 2 DA I A 4 7 T P B 5



. 744 - BBREYHIEK 2016453 A% 13%% 60

Lab Med Clin,March 2016, Vol. 13, No. 6

1.2 FraEdsdl 0 oR B2 AR 00 sk L0 R AR AE IR 2 N B X R L
AN A B AT IRATI A . I R R AE 7 & A
T EJLAY s XS B TR L B 1 4 WA A L AT o R A
1N A ARG B LIE A PR AR K AR BE R R KR LR
W PR R Bt R WA B . A BEIR A B T b [ B R R B
JH g B2 BE A0 B 22 A S i e . A S5 R B AR A KA IR K
X bR 2E

1.3 HUBPik. e sk A (1eGL 1gM. IgA) J b 4 (C3,C4)
BN T 2 X A I IO Bk I 5 mDL L 4B Mg L R A H A
MBL 24 &)/ i kil ANA T4k, 12 Fp 8 & b i 3% 2 F 48 =
HUMAN A= 5. g 1gG IgA IgM Ll K& C3,C4 (1) £ U
Y15 P A 928 33 S Ll i, AR Sy 6 [ DL s i AUGS0 42 H 3l A=
A 53 BT AL s BT A I 4 i AH G 45 4 B0 R B3 0] & U W O ik
7. B ARERAE ™Mt FRUL B B AT

L4 Hitga i R Epidatad. 1 800F 52 A $0d . R A
SPSS13. 0 B AT G AT 43 M. IER A mBERRA 7L
FER AR IE 25 40 A 2R FH A S0 B8R DO 4 67 B0 T 5 43 28 A8 R R
R A B . WIREA BRI LU R T ¢ K38, 2 S REAR
PR PO ER R T T 25 43 T s T RE AR R K LU BCR T o K B 5
B B (Wilcoxon 5 56) , LL P<<0. 05 h & B H it .
2 & ES

2.1 —fiEM AR SR 145 6 X LY AR TBF
FEARWE 2~17 2, B 88 Bl LR B, i 60. 7% 557 fl
Mk, 39.3% BB .54+ 1, XFHRAL 59 fil, B &
BBkl s 1003, F v 55 29 B, o5 49. 1% 54 30 fil, /7 50. 9%
S 120 JL 3 4R IS (10, 733, T34, 2~5 B B L 13 4, &
8.90% ;6~11 & L 68 fi. 5 46. 9% ;12~17 % )L, 64 i,
i 45.20% , WP JLE S (11,0744, 08) % ,2~5 % # L
6 15, 5 10.34% ;6~11 % B JL 22 B, 4§ 37.93%;12~17 %
JL30fl, 7 51.72% . BRI %R LT %8 L (P=
0.57)  BA A Lk,

2.2 IGREFAE 145 BB LMW RN 1A H ZE 5 4F, AREM
WKL LAk W (5 63, 44 %0) B 22 WL, HE VR R DU L R T
R o T SR AN A A AL . XX 145 B LIE AT A Bk
R REH, KR E R AR L, 5 60.00% , KR Y 26.20%,
ik 3 290 T B /D AN 13,8096, ERAK BB L BE T RRE 2 DL
JE 5 240 63,45 %6 4% B 201, 72, 37 0 R LA F
PRI R AL A 27 630 LA FRAE . A KB, 145
B L 44 BB JLGY 30,35 Y0 H HENELE B B R R
3 B R I B2

2.3 HiEHUARRIZE R mOALE 13 #1E LG 9% H
BB, &7 8. 9% H 5 X FRAL L. 2 R ESE ¥ X
(P=0.072), 5 f] @ Ly R F 1 40, HoA 8 48
JURBERTF 12 80, Xy il 4tk S #E A7 40 21 L 3 R R, Lo P iR
LR AR B S THEE. MEEZFARITFEX
(y=5.64,P=0.02), BE/EX 13 FIRA AT 12 F B & Hr ik
TEREI e A 8 ) LAF FEAS [R) HUAK 14 BH %, anti-SSA/
Ro-60F1 anti-SSA/Ro-52 (2. 1%) & Jy % W . H: K && anti-dsD-
NA Ho & (1. 4%) , anti-SmD1 (0. 7%) Fl CENB-P(0. 7%), W,
*1,

2.4 HEEREH RAM ISR XF 145 F LI T S gk
KRN 45 51 8RB AL BRI 5 e ER R 1 IgA A
TG M/ W] i 2 T % B4 . 25 A5 e 2% L (P<<0. 01,
P IgM KPR IR E X (P>0.05), HLE W41 #h Ak

R % B A 9 B LM I C3 K TR 6. 2% (H 5 %3 IR
ML LR TG X (P>0.05), 51 B LI T C4 Kk
TR 35. 2% . HE s TFHRA. ZHRERITERX(P=
0.035), W2, ARBELM 44 Bl 1gG % & 5 43.8% .,
M JEF S £ 101 flh TgG 8 H AL 22. 4% . miEKF
WMH . ZSHEHI%E X (P=0.017), 1 IgA.IgM.C3,.C4 2
S TG L (P>0.05), # B EIL 1eG 5% & 7 B
& TREMNBIL, Z7E S iH#E L (P=0.020). i #l
EREILCI RELETEHE L THRWAIEA (P=0.0440),
B BJLRE AT N 0.5.1.2.3.4.5 4R 4] . M HEAn 22 R ¥ L 40 it
2 Y (P>0.05),
x®1 AAAILEzERZRER 12HES
GRS HRIERL(%)]

Ei=E7n WP (n=145)  FIBH (n=59) P

B PLIR 13(8.9) 1(1.7) 0.072
nucleosomes 000.0) 0¢0.0) —
dsDNA 2(1.4) 0€0.0) 1. 000
Histones 0¢0.0) 0€0.0) -
SmD1 1€0.7) 0€0.0) 1.000
Ul-snRNP 0€0.0) 0€0.0) —
SS-A/Ro60KD 3(2. 1) 1(1.7) 1.000
SS-A/Ro52KD 0€0.0) 0€0.0) —
SS-B/La 3(2. 1D 0€0.0) 0.558
Scl-70 0€0.0) 0€0.0) —
CENP-B 100.7) 0€0.0) 1.000
Jol 0€0.0) 0€0.0) —
PO 0€0.0) 0€0.0) —

1 — RN RIATHEI T
F*2 AAHILELFREREBQMIME
WMER(TLs,g/L)
b 1912 o B4 ) »
(n=145) (n=59)

IgG 8.67+2.20 10.35+1.98 5.08  <<0.01
IgA 1.09+0. 47 1.51+0.76 4.77 <0.01
IgM 1.5940.59 1.5740.51 0.16 0.871
C3 1.09-+0.18 1.1140.23 0.92 0.358
c4 0.19-0. 06 0.2140.06 2.17 0.031

303 it

F X7 2 B LB A 0 4 PR — b LA DL Y B2 Ik )
AR TE R E . AR B R R R A B s o R
T 2 X 28 S R PR A AR B TR AET . e
FERREE 1 FAMACH S8 AT BE R UK I R R 2 —
AW FE N ok B R [ AR FR M X 145 ] 5 XU R L B4 e R R A K
R P I REREAT T A BT 5T

SERFR] AR DX RUR LSS L RO AR AL . KRy
BOLAFEM R RS U — Bk R . SOk R A B’
AR S8 R O AT R X — S R R R F R R A —
R TR SR A B AT 25 45 PR 38 A 100 14 33 1 2



B EF 5K 201643 A% 1354 6 M

Lab Med Clin, March 2016, Vol. 13, No. 6 o 745 -«

P X 5 H A B S PR IR A I 2 e A B
GoBEVE IR BRBERG™ o BR T HCR AR oA B B S M
5 FE R 56 . PR LI B S PTAR 0 A77E 5 )2 o T
MIHCEPUIR  X B B e PR S R R AR B . AR A
RFWLOCH 13 6 B ILPUE PO B ARG BE AR . P
HUOR B PR B & T 0 X W] RE A P O 2 PETE T AR T
TEE Y R I8 3 B B S UL PO DT A B AR TR B B BR T
XF 13 A ARAS AT 12 Bl 57 M BE A A I e 3L ol BRI A6 458 i 1)
PR 43 I & anti-SSA/Ro-60. anti-SSA/Ro-52 Hl anti-dsDNA
btk WFREY,HT-Ro-52.51-Ro-60 J& [ B H i th o s &
L A R EE B A SR AT T 2R A B S R
o L LTS T . AR [ SN A A B STIE S5 T-Ro-52 ., 5i0-Ro-60
Fl anti-dsDNA Hi {4 , 0] 78 7 G5 M 20 BRI I R 12 WG i 2 4 /)
AFAE O 2 G0 P 21 B AR 1 T00I0 AN (B oAt 1B 5 BT A4 T A g
BRI, KR b 5 B AT L & B 0 4 BE
Hm TR IR AR 22 5 TO 48 1 2 B S0 (B AR IR A 9 R B
BUARTHEE R T 1+ 40 JBILPTA L A 3 IR S5 vk Bt (4 1 o5 i
WL SLTE ST 9 IR 9T 3k AR v 43 S5 32647 RH 56 BH I RROIL [0 7 B Al 6
Kt JEXT AT T B B Ssie v B 7 480 R0 Y B 8 B A
LT

AP R B R, BB X E E Y 1eG M IgA K

B T XS AR {H TgM K P 5 00 B4 2% 5 OC B3 o B L
(P>0.05),C4 7K F B AR T3 BRAH L 10 C3 7K F 45 % B4 22

SXGHF L (P>0.05), Al &0 % HAE 30 4] 158 K&
H 1gG M IgA KV TR & T X5 B4 A BE L R IgM /K F- 19 48
b RMA EIER . Venneker ZM 34 T 42 4 98 J& 31 1 988 X
SEE M AMAKCE kB A 7 R AR AE W] Y C4 BEAG , 5 0
BEZH 22 A G2 8 L (P<0.05), 38 of 3 — 25 % 5 191 4 8
JLH BB R TR ) I T SR M B SR R R K S AT A 2 L
RAS ] B ] 15 A G S S Ak T e 4 a8 L AN (R AR
TIgG K F-Hl C4 K- ZE /L 0 B4 B A 5] 9 2 1 A8 L 22 T AR I
RIES TR 22 R LGB X (P>0. 05, 5N A ff ik —

H A E N AT 2 2% 3 AR i KGR AT T R E o 1
B TR T2 AN A S 9% 55 1 9t IR 11 O 2R 1 T 5
A A BURAR KA . XU 28 2 2R 0 2 2 A
FEI AR YT KR AL AN BRIV R . AR A SR
TIF Y 9 XU R L 0 5 A 9 D B 1 S RS R DA G
HE—2 LR T A BPR S B E AR IESUR S A R AT
it A R 070 A A0 RS 1 0 P 3 P A L T AR i A S B X R AN
PRI IR B 2 18 ) I 48 2R R W RO 28 i g A8 L i Jre T AR L
A ZMG LA B ILTE A 5 R e IR L & 5 T R R
e R AR

S % ik

L] g, i Ae, oA IF 45, 1 XU ¢ FOIR IR 92 5 24 431
G R 3 A L) . o AR S2 T2 W7 596 97 24 35, 2011, 25 (3)
297-298.

[2] Lin X,Tang LY.Fu WW,et al. Childhood vitiligo in Chi-
na:clinical profiles and immunological findings in 620 ca-
ses[J]. Am J Clin Dermatol,2011,12(4) :277-281.

[3] Sandoval-Cruz M, Garcia-Carrasco M, Sanchez-Porras R,
et al. Immunopathogenesis of vitiligo [ J ]. Autoimmun
Rev,2011,10(12) .762-765.

[4] Teulings HE, Willemsen KJ.,Glykofridis I,et al. The anti-
body response against MART-1 differs in patients with
melanoma-associated leucoderma and vitiligo [ J ]. Pigm
Cell Melanoma Res,2014,27(6) :1086-1096.

[5] R3CTC. AN S EEHELM]. B 5 7R p R4 AL
2002:262.

[6] Yaghoobi R, Omidian M, Bagherani N. Vitiligo: a review
of the published work[]]. ] Dermatol,2011,38(5):419-
431.

[7] Harris JE,Harris TH, Weninger W, et al. A mouse model
of vitiligo with focused epidermal depigmentation requires
IFN-v for autoreactive CD8" T-cell accumulation in the
skin[J]. J Invest Dermatol,2012,132(7) ;1869-1876.

(8] AT/NEH L BRE . 3 R 3 I TE o AR IR B B Bt ok 7
ARAE g R LT ] o B RR KGR K i 2 &5 2012, 28 (11)
782.

[9] SFF-, F A& MR . 55 R R R N HEAS [ 1 531 4 i 4t
A B4 4 43 A B AR T LT . o A B A 0 R e g 2 %
#,2014,34(3) :212-215.

[10] Yoshimi R,Ueda A,Ozato K,et al. Clinical and pathologi-
cal roles of Ro/SSA autoantibody system[]]. Clin Dev
Immunol,2012:606195.

[11] Ali R,Ahsan MS, Azad MA, et al. Immunoglobulin levels
of vitiligo patients[J]. Pak J Pharm Sci,2010,23(1):97-
102.

[127] Venneker GT,Westerhof W,De Vries IJ, et al. Molecular
heterogeneity of the fourth component of complement
(C4) and its genes in vitiligo[ J]. J Invest Dermatol, 1992,
99(6) :853-858.

R H 391 :2015-10-25 &\ H W] :2015-12-21)

ClR$E58 742 3O
expression of adhesion molecules and epithelial-mesen-
chymal transition in silica-induced rat lung carcinogenesis
[J]. Lab Invest,2004,84(8) :999-1012.

(7] sRAEZR. DNA BB T H A8 i 4 v 09 1 T 90 ok e [T .
MM RE#244,2014,25(10) :1433-1434.

(8] XHe. X% 3. DNA HJE AL 1 AR SC BIF 58k J [ 1. B& 2 25
i#,2015,21(8) :1359-1361.

[9] Brower V. Epigenetics: unravelling the cancer code[]J].
Nature,2011,471(7339) :12-13.

[10] PRk, BB 7 AR 3G 42, b g 22 W0 3ok 1% 2 0F o0 3F Jj R i IR
R LT 2 W Bae 5 5E B . 2015, 14(2) 1 185-189.

(117 SRATR . F A0 B, NI o 25 Sealk (30 & 15 0 40 D00 e 3ok 462
HepG2 RASSFIA SE[H CpG & HIEAIR AL ], A2 R
AR B ,2006,35(3) :411-412.

[12] S SR EG IR AN HT. DNA Ak A6 00 05 W g E SR [T ]. &
I E 2% ,2010,25(10) : 822-825.

i B 37 :2015-09-17 & 18 H ¥ :2015-11-12)





