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Relationship of dendritic cells with imbalanced T helper cells differentiation in path-

ogenesis of Henoch-Schonlein purpura: report of S8 children

Tao Hong, Li Qiu, Wang Li, Li Cuicui, Yang Haiping, Zhang Gaofu (Department of Kindey Immunity, Children’s Hospital ,
Chongging Medical University , Chongqing, 400014, China)

[ Abstract ] Objective To explore the relationship between the abnormal regulation signals of dendritic
cells (DCs) and the imbalance of T helper cells during the pathogenesis of Henoch-Schonlein purpura ( HSP).
Methods A total of 58 HSP children, 38 boys and 20 girls, at an age of 3 to 16 (mean 7.1) who were
admitted in our department from June 2008 to March 2009 were subjected in this study. Another 20 health
matched children, 12 boys and 8 girls, at an age of 6 to 14 (mean 7.5) served as control. Their parents all
were fully informed the aim and protocol of this study and signed an informed content. This study was approved
by the Ethics Committee of our hospital. No hormone or immunosuppressant was used in 4 weeks before blood
sampling. Peripheral blood of 5 ml was collected to culture DCs. Immunoglobulin levels were detected by
nephelometry assay in children with HSP. Inflammatory cytokines IL-4, INF-y in blood plasma and IL-12,
IL-10 in the supernatants of cultured DCs were detected by ELISA. The count of CDg,, CDg,, CDg;, HLA-DR
and CD-209 expressed on DC were detected by cell flow cytometry. Results In HSP group, the levels of
plasma IgA and Igk were higher than the control group, IL-12 levels in the supernatants of cultured DC and
INF-vy levels in the plasma were lower than the control group, and IL-10 levels in the supernatants of cultured
DCs and IL4 levels in the plasma were significantly increased than the control group. CDg, CDg; and HLA-DR
expressed in DCs were significantly higher and CDgywas significantly lower than the control group (P <0.05).
CD-209 of 2 groups had no statistical significance (P >0.05). Conclusion The anomalies of antigen specific
signals, costimulatory signals and differentiation or polarization signal of DCs might be involved in Th1/Th2
imbalance and synthesis of abnormal immunoglobulins in pathogenesis HSP.
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1.1 #t#
L1 EIRGER Jearel XFHRZE 20 (50 B T TRk i
TR LIE, B 4 =12: 8, 4% 6 ~ 14 % 734 7.5 %, HSP 4 f#
JL 58 ik [ 2008 4F 6 [ 3 2009 4F 3 F 3k B B Ik S e BHE B
BIL, B 20 =38:20,4FH#8 3 ~ 16 X 5P 7.1 % AFE8 Bk R
EZRW TG HE (P >0.05) . AESM: IPEEZES L
BHE E2=2H 2000 A2 BRI ABRIE, ¥ 2L, B
A W 495 S0 VAR, SR IUTT 4 J& A A5 P st vik 3 0 4 2 0 o)
Sl
1.1.2 rthGM-CSF | thIL-4 . thTNF-o ( 3¢ [f R&D 7
A}, 3R Ao g Bk AR (9 EE W F)) L TL-10  TL4 [ INF-y |
IL-12 [ EILSA 35 & (At st AE Y 36w ), PE Fnic i BRaL
A CDg (B PE-IgG2b 144 S B M XF ) , FITC #ric i BLBT A
CDy, ( B FITC-IgG1 g FI#EXd ) , FITC #7ic #9 B4t A CD-209
(B FITC-TgG2a g B ¥ X BR) , PE #ric 89 Bl HT A CDg (KL
PE-IgG1 Hifh Jy B TE X I8) , PE 4510 9 B HT A HLA-DR ( fil
PE-IgG2b HLiA A BT IR) HATEREHTAR (S5 E Ebioscience AH]) .
1.2 &%
1.2.1 DC piEsmiEs  BOUBESNAIMm 5 ml( SR HZ 5
2R FIEREE),20 °C 1 500 r/min B0 5 min, FBEUMIE 1 ml,
HHAT B PBMC, 5 10% FR6 48 L 1Y) RPMI1640 15 5% i
TR, AN HE ]y 2 x 10°/ml, JLA 6 FLKG AR, B 1L
3 ml, JiEA 37 C, 50 ml/L CO, AR N EEFR 3 h 5 R BEIR
1R, e R NGBER 40 M, #% rhGM-CSF 1 000 U /ml, rh-IL4
500 U/ml ZOREEIMA MR+, b8 B Pl . Bt fEnia
SR B WA A A K AE Ol 48 5 KA thTNF-«
200 U/ml, if5 FHS, 55 7 K DC B33 i, e B 300 pl
T —80 CARAELAEI > o AAiMa T T2 508 0 = 40
51T 5
1.2.2  mGEekE M A G .M E &3
PRAEFE UL AT .
1.2.3 I3 IL4 (INF-y } DC ;3% I3 [L-12 [ IL-10 A9 40

JH B8 T I 2R A4S TL-4 INF-y , DC 35352 (1) iR 1L-12
IL-10 7K, 7 vk 3R S U B kA7,
1.2.4 40 DC BE3:45 7 K DC T 0.01 mol/L
PBS P 5, #8281 x 10°/ml B 40 g B . 4% 1L
100wl 20 BB A dat 2 4 B A0 7 4, 43 A 20 pl PE
FRic BT CDg, (FITC FRi2 1) ERBLA CDy, (FITC $Ric i) B4t
A CD-209(DC R E MF:FHEprE) (PE FRICH RS CDg, \PE
PRI i BT A HLA-DR B 5t BB ( 5345 HL100 wl I AAH ) )
FIPEXT ) VR 5T, 4 CHREEIEE 30 min, AIHA PBS Pk 2
W, T ETEANMLE , F i A A 47
1.3 %it o

AR, 2 =5 FoR, R SPSS 11,5 Geit R idk 47 ¢ Ka i, ¥
A gt [ AR S 531 R FH LR AR AT i o

SR U Lok,

2 HR

2.1 DCHyyBER

2,11 B A BIEBRETT, IR | R AT
L IGRE 25 2 R EE, T IRE 5 3 RAMIE S22
(BB 2 AMNIE 25 5%)  WRENRS, HHEAR
PR, A BRI SRS 25 5 KA thTNF-ou, 55 7 K4
S, SR AN, S MR ACIRAME (B 1) o

A5 k4 (x40); B:wss  (x2000)
E1 #37 d DC HBEEFENE

2.1.2  DCYNMIECEMEE  DC i B4 F bR CD-209
PEATHEE , 25 % CD-209 23k HSP 41 5 %) BA 41 i) 2 % T4 it
B N[ (15.21 £2.57)% vs (15.67 +2.89)% ,P >0.05], H
P18 379 DC 4 s T 22 91
2.2 HSP &)U %95 3% G KT

M FPERREE 1 1gA K 1gE 7K F- HSP 21 B 8 155 1 X HR 41
(P<0.05); i3 IgG IgM Fy/KF- 2 M B Gt 2= & L (P >
0.05,%1),

F1 MEPHEB/IKED AGMEBMPLE(g/L,xxs)

2H 5 n IgA IsG IgM IgE
XPE4] 20 1.27 £0.51 9.12+3.03 1.25 +0.66 1.17 £0.68
HSPZ 58  2.75+0.23 8.75+4.19 1.49 +1.25 3.35+0.75

t{H 2.44 0.39 0.56 1.99

P{H <0.05 >0.05 >0.05 <0.05
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2.3 HSP #)Lf# &4 Thl Th2 s fe B F 1 5

HSP L4 Thl 2540 R 7 INF-y 7K F- 2 2 4% T X 18
41, Th2 2540 s Pl T T4 /K- HSP 41 3% 5 T % 20 (P <
0.05,%2),

#2 I3 IL4 INF-y % DC ¥535 Fi& IL-10 IL-12 7K F (ng/L,x +5)

HAH n 1 1.4 1fiL2% INF-y 3% 1L-10 i TL-12
STHRZL 20 5.69+2.77  37.16+7.26  21.53£7.05 14.03 +3.92
HSPZH 58 11.71£3.76  16.47+6.30 44.49 £15.47 5.52+1.94
ol 5.51 8.04 4.75 5.08
P <0.01 <0.01 <0.01 <0.01

2.4 HSP 1 DC ¥ 7 EiF 1IL-10 IL-12 454
HSP 4 DC $53; 3% IL-10 /K 55 2 8 T g4, IL-12
KB ERFX IR (P <0.05,%2),
2.5 HSP %)L DC & @ CDg .CDg, .CDg, \HLA-DR #%
FAAH
HSP 2 DC Kfi#Ri% CDys \CDg, \HLA-DR /K- 25 & 1%
BRZ, CDy /K B (T X HRAH (P <0.05,% 3)
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%3 DC % CDy; .CDy, .CDy; HLA-DR f5R5%15R (5 £5)

40 n CDgg(% ) CDgo(% ) CDg3(% ) HLA-DR
XHHEZH 20 58.30+7.72  32.10+4.23  31.20+3.23 84.71 £17.79
HSP 41 58 86.86+5.27 26.16+6.06 46.30+7.34 115.65+16.83
i 10.59 3.16 6.81 4.57
P14 <0.01 <0.01 <0.01 <0.01

2.6 ABXMEHH

HSP 4 DC #5357 L3 i IL-10 5 i 3¢ 1.4 2 IEAHE (r =
0.54,P<0.05),IL-12 5 (i1 3¢ INF-y 2 IEME(r=0.44,P <
0.05) . HSP 4] DC #Tfi CDy \HLA-DR 51l 3¢ 1L4 5 1F A %
(r=0.46,r=0.59,P <0.05),CDy 5 INF-y 2 FH % (r =
0.71,P<0.01), CDg 5 IL4 INF-y ¥ TCAHSEE

DC ¥ 5% LE TL-10 3R BE 5 TgA AKFRIEASE (r =0. 45,
P <0.05), IL-12 51 3% G e BR A I TCAH 1

3 it

T AR AE LA G E SN B 5 A S g 3t e i e 25 9
HWEN. BMECAREARMELES T 41T 58
S Th1/Th2 25 45 9 WA 5 0 A B 90 45 31 WoR
HSP f8 LI S BR AR TgA Bz TgE 7KW 8 i %8
M2, LR PN Y Thl Y4 PN INF-y B FRAIL,
Th2 FYZH L PN 7 TL-4 B & 75, 6B HSP LR N 1)
WP o P BR 2R A B B W B A9 Th1/Th2 41
BR8NV 2 AR A, A5 Sk [ 1 ] SR —

A BRI R, Th 40 A 434k i 4 P9 ) B B3 A 0
i 240 DC rifdE . DC il 3 FifE -5 30 18 P ]
P& Th M EhRE™> % Thl/Th2 S 40 LA i 5 A4
o X3 s S PR S 5 (25 DC &
1l {5 #2381 MHC- 11 2853 38 22 i # >k 40)i , HLA-DR
Sk MHC- IT 5 SR 50 BE) PR RIS 5 (CDg
CDy, J& DC FE i A i 3 B2 A LI 7, s 2 Bt B
W) T A RN R AN, st A TG R SRS o ) Aok
oAb 55 (e DC 439 TL-12 IL-10 (7K PS50
Th 200 /> (L 25 A B 3 %) . HLA-DR CDy,
IL-10 2445 ThO 2 A Th2 4R/ ML B E N 107
CDy, JIL-12 JUJJE75 ThO ZHfL15 Thl 4L,

ASHF SR 45 0] LLE H, HSP B LAY DC 2% H b
% HLA-DR (CDy #3511 DC 2354 IL-10 3455 5% I8 2
FTbE Y5 i3 Th2 BIAN R 7 TL-4 5L 0F A0 56 ; i
FRIbRE CDgy I F I8 FN IL-12 () 53 WA BH B9, — 3%
5 Thl RIGHHL A F INF-y B 1EAHE, R BIAE HSP &%
if & rh HLA-DR [ CDy %) 578 38 D S TL-10 155 530
Al e A4S ThO 40 it [A) Th2 40 it i<k I8 434k i) 3 22 (A
3500 CDgy F1 TL-12 B AR [F] #1102 175 3 ThO 21 g [r)
Thl 242> 20 Thl/Th2 i i e 8, %45

SHE/R DC XS Th 41 TE 4 19 3 4R 72 R4 5 4 Sk
5 IMERREE S A B AL S S T R
XA RES HSP & A Th2 404 3435 £k . Th1/Th2 4 i
DRGSR A WL G s T B AR 5

25 T R SORAH JR AE A5 S 0 S S o ok
SEPRAE SR R 5E , (EARf DC Gy I g 5 A I [N
AT, TEADIS T C & B HSP i DC &t
WA B % (CDg, 9 DC R IIARE" ) o FA R
DC A& % APC 21 il % 3 8 s T fig 14 2 25503 440
fo AB4, 8% DC BIR T M s 25 B s 5%
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