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Levels of IL-12 produced by dendritic cells and changes of Twui/Tu2 balance in chil-
dren with Henoch-Schonlein purpura

SUN Da-Qing, ZHANG Qiu-Ye, DONG Zeng-Yi, BAI Feng. Department of Pediatrics, Affiliated Hospital, Qingdao Univer-
sity Medical College, Qingdao 266003, China ( Zhang Q-Y, Email; qyzh9816@ 163. com)

Abstract: Objective To study the changes of IL-12 produced by dendritic cells in peripheral blood in children with
Henoch-Schonlein purpura (HSP) , and to explore its influence on TH1/TH2 balance in order to elucidate its significance
in the pathogenesis of HSP. Methods The levels of interferon-y (IFN-y), interleukin4 (IL-4) and interleukin-12
(TL-12) in plasma were determined by ELISA in 60 HSP children ( HSP group) and 21 healthy children ( Control group).
Peripheral blood mononuclear cells (PBMC) of 22 HSP patients and 21 healthy children were cultured in vitro and then
were transformed into dendritic cells. The levels of 11.-12 in the supernatant were detected by ELISA and the positive
expression rate of CDla* was detected by indirect immunofluorescence procedure. Results (DThe levels of IFN-y and the
ratio of IFN-y/IL-4 in plasma of the HSP group were lower than those of the Control group (IFN-vy 30.59 +11.27 pg/mL
vs 43.38 £19.19 pg/mL; IFN-y/IL4 ratio 0.70 £0.28 vs 1.33 £0.57) (P <0.01). The levels of IL-12 in the HSP
group were also lower than those of the Control group (153.95 +91.88 pg/mL vs 323.06 +162.34 pg/mL; P <0.01). In
contrast, the levels of IL-4 were higher than those of the Control group (45.08 +9.19 pg/mL vs 32.95 +7. 10 pg/mL;
P <0.01). The plasma levels of IL-12 positively correlated with the IFN-y levels (r=0.52, P <0.01) and the ratio of
IFN-y/IL4 (r=0.43, P<0.01) in the HSP group. @The IL-12 levels in the supernatant of the HSP group were lower
than those of the Control group (357.06 % 153.56 pg/mL vs 489. 80 +213.45 pg/mL; P <0.05), and had a positive
correlation with the plasma IL-12 levels (r=0.74, P <0.01). @ The positive expression rate of CD1a " of the HSP group
was lower than that of the Control group [ (27.42 £10.75)% vs (35.68 +12.18)% ; P <0.05], and positively
correlated with the IL-12 levels in the supernatants (r =0.57, P <0.01) and in plasma (r =0. 68, P<0.01).
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Conclusions There was an imbalance of TH1/TH2 in HSP children. The decrease of TH1 function had a positive

correlation with the low levels of IL-12 in plasma, while the latter correlated closely with decreased number and / or

function of dendritic cells, suggesting that the decreased number and / or function of dendritic cells in peripheral blood

resulted in the imbalance of TH1/TH2 indirectly.
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Purpura, Schoenlein-Henoch; Dendritic cell; Interferon-y; Interleukin4; Interleukin-12; THl cell;
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B 1 2GR T BT UL CD1a PPN ( x400)
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PRCIR S
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a S HRAL R ¢ B ¢ =2.88,5.49,4.85, %) P <0.01
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B A A G N 2, W LA A e i R
SV, LABTIE HSP iy & LR & .

(& % X #]

(1] WSrsE ko, f R BE RIS, AR 12 805 4 &
Y- T YRR B S0 ) L2 P i s B LY. A /N L
W ,2005,10(6) ;247-249.

Lambrecht BN. Allergen uptake and presentation by dendritic cells
[J]. Curr Opin Allergy Clin Immunol, 2001, 1(1): 51-59.
Dabbagh K, Dahl ME, Stepick-Biek P, Lewis DB. Toll-like re-
ceptor 4 is required for optimal development of TH2 immune re-
sponses; tole of dendritic cells[ J]. J Immunol, 2002, 168 (9) :
4524-4530.

Kuipers H, Heirman C, Hijdra D, Muskens F, Willart M, van

Meirvenne S, et al. Dendritic cells retrovirally overexpressing IL-

(2]

(3]

12 induce strong THI responses to inhaled antigen in the lung but
fail to revert established TH2 sensitization [ J]. J Leukoc Biol,
2004, 76(5) : 1028-1038.

Ouyang W, Lohning M, Gao Z, Assenmacher M, Ranganath S,
Radbruch A, et al. Stat6-independent GATA-3 autoactivation di-
rects [L4-independent TH2 development and commitment[ J]. Im-
munity, 2000, 12(1) . 27-37.

2Rk, B, ZEOKOR , ERTEE. S e S0 T 12 20 A T R
BHIBTFELT]. thAe LR R ,2001,39(3) :157-159.
LA, TR A, WU . G Bert 58 9 B L L IFN-o 1L-2 114
TNF-o KPR LT ] A 2 ARLRF 2%k, 2002,4 (2) 1 117-
118.

Bellinghausen I, Brand U, Knop J, Saloga J. Comparison of aller-

(5]

(6]
(7]

[8]
gen-stimulated dendritic cells from atopic and nonatopic donors
dissecting their effect on autologous naive and memory T helper
cells of such donors[ J]. J Allergy Clin Immunol, 2000, 105(5) ;
988-996.

Reider N, Reider D, Ebner S, Holzmann S, Herold M, Fritsch
P, et al. Dendritic cells contribute to the development of atopy by

(9]

an insufficiency in IL-12 production[ J]. J Allergy Clin Immunol,
2002, 109(1) . 89-95.

FIZEYE, YL, 20 3R . W SOIRAIML IR S E Il 5 S 48 K
Hormaife[J]. e fe2s 2R ,2000,16 (8) :419-422.

[10]

(St « )

- 310 -





