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[ ZE] BRI RN (DCs) 76 L EAR P G M i /MR IS E (ITP) v i 725 Ak LA KW Bz s 3
Xt eITP )L DCs (M. F7ik  TRaRAn AR S BRI 15 61 cITP (B JLI FTWE K 2 1677 i 5 R 20 % B 4
JEL L DCs AR AL s AR REFR IR ITP F8 LA A i S A% 240 ke U 1 DCs , R FH U0 =200 M A 4G 00 G S e e 2
SR O SXIRAILE, oITP BILIR YT HTHEAE DC(mDC) 28 %) 4000 B 5 202, S 40 i ke DC (pDC) 4 %) S A1,
mDC/pDCLL{EHE 5 (P <0.05) ;¢ITP 3RY7 5 , pDC 248X B IR PRI &5 , 1 mDC 48X 4% mDC/pDC U (E A YT HT
FEAR(P <0.05) ;eI TP B JLIAYFHTAMA 1 DCs ) HLA-DR CD80 ,CD83 FI CD86 [H 3 ik 3 457 W] it i F 4 HR 41 (39
P <0.01) ;36975 cITP 8 )L DCs () HLA-DR ,CD80 ,CD83 1 CD86 355k % AAY7 Rt B i FIE (P <0.01) , 5% R
ARG FE XL (P>0.05) , £5i8  DCs W HLHI I XD RER IS LE cITP 1 KA % i i R

REHG R ITP f8 L DCs 1 G iR 0 , T RE 2 W B B 2 A 4Ry T L oI TP B .
[ HE LR ILFIZE,2013,15(2) :91 -94]
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Effect of glucocorticoid on dendritic cells in children with chronic immune thrombo-
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Abstract: Objective To investigate the change in dendritic cells ( DCs) in children with chronic immune
thrombocytopenia ( cITP) and the effect of glucocorticoid on DCs in children with c¢ITP. Methods Fifteen children with
cITP and 20 healthy controls were included in the study. Flow cytometry was used to measure the DC subsets count in the
15 children with cITP before and after glucocorticoid treatment as well as the corresponding values in the 20 healthy
controls. The DCs derived from peripheral blood monocytes in children with cITP were cultured in vitro and collected, and
their immunophenotypes were determined by flow cytometry. Results Before glucocorticoid treatment, the children with
cITP showed no notable change in the absolute count of myeloid DCs (mDCs) but showed decreased absolute count of
plasmacytoid DCs ( pDCs) and increased mDC/pDC ratio compared with the healthy controls (P < 0. 05). After
glucocorticoid treatment, the children with c¢ITP demonstrated increased absolute count of pDCs and decreased absolute
count of mDCs and mDC/pDC ratio compared with before treatment (P <0.05). Before glucocorticoid treatment, the
children with ¢ITP had significantly higher positive rates of HLA-DR, CD80, CD83 and CD86 on peripheral blood DCs
than the healthy controls (P <0.01). All the positive rates were significantly decreased after glucocorticoid treatment ( P
<0.01), so that there was no significant difference from the healthy controls (P >0.05). Conclusions Disproportion
and functional disturbance of DC subsets is associated with the pathogenesis of cITP in children. Glucocorticoid can
strengthen the immunosuppression of DCs in children with cITP, which may contribute to the effectiveness of glucocorticoid
as a treatment. [ Chin J Contemp Pediatr, 2013, 15(2) :91 -94]
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A% 1 1 /N B s 20 i (immune thrombocytope-
nia, ITP) J& Hy 1L/ MR IR 1 22 35/ A T B
T B e A B S e S — L
TLH IR ) Rt 20% 1 B LT Fe 0K 2 A
RAE T AEXE AT R R e T | ARG TP Jy
18 ITP ( chronic ITP, cITP) , H A H: & i HL A 4 A
FERTEAE . AWIFTIESE TP B A7E Thl i hE
JCHE T 3t ZE K AR AT 20 IE ITP 3835 1 Thl 41 ffy 3
e EREOPAET BRI ITP L Treg 411
AR, $OR H AT RS 5 T ITP (1% A& L
B SRR AN ( dendritic cells, DCs) 240 )54 & T e A
28 [T 32 2 4 fitg ( antigen presenting cells, APC ) ,
NFMJE I DCs AR HA YR AN T RE 32 253 A+ DC
(myeloid DC,mDC 5§ DC1) F13Z 48 il DC ( plasma-
cytoid DC,pDC 5 DC2) B EHE, DCs JEAk A 4ERF
H B e 52 e F 2R A, HETRFFE R W], DCs 7]
SR AR S T 40y R e # A)
b BH RSN T 48 A T I A S T S0 DA T
AR AR S 32 . FEPH 19 DCs iAEUH DI RE D7
T P A AR 23 5 L 1 e 228 R T LA I B B f 8
BRI Ty & PE T R IE DCs 76 JLEE oITP % 5 o 7
REAHE T B2 M o ASHIE ST H000 FH O =X 200 A A
I TP F8 LR FHME B 50 3R 16 97 Hi s #9410 & 1
DCs W.HE, [A) i 7EAR AP35 5% oI TP i LA A i B 4%
40 IR IR DCs, I T8 He A e R AR A2 AL, R0
W 2 S5 3 %) DCs SV 37 50 R0 D) B 1Y 52 0, AT
I B DCs WA A RE 1R L3 I TP AR
IFEH

1 ARSHE

1.1 HRIK

2010 43 H 2 2011 4F 12 A 7EFR Be Mg AHEBE Y
cITP L 15 ), Horr 53 9 1, % 6 il 454 3 ~ 14 %
PIARRY 7.2 % ARYEIG RIS A 36K A 712, 12
FRUES BESCHR 12 TN I /MR <30 x 10°/L
XFHRAL S 20 i) F 3 B 1A A6 £k e L3, BB 8 4, ¢
12 B 4505 4 ~ 12 % PRI 7.8 2 o PRALARIS 1
RZERTGIFE S HA T, oITP BILEH 2
Je B HoR T ZEARNA 1 me/ kg FEKIRT: , 7 1L/ MR T
2 =50 x 10°/L J5 5 I L ZERAS (M FERANTF R A
1D BRI H 1 ~ 1.5 mg/kg TR, M4
I7 2 JH o ARSI A L B B A B A 4 [R)
o, EARBUITP g3 MBS B R K G IR 2, OF
IR FE .

Vol. 15 No.2
Feb. 2013
1.2 F7mi&
12,1 3K AL 2 FITC $richy Lin IR S PUIK,

£33% CD3,CD14 . CD16,CD19 ,CD20 F1 CD56, PerCP
Fric i HLA-DR #.35¢, APC #5ic ) CD1lc B3, PE
FRICAHY CD123 . CD40 ,CD80 ., CD86 .CD83 ¥ifii, PE F7
ICHY [ DX BB TG A TgG2a g4y 35 [ BD 24
A= NORLAN I — 50 20 A 4 75 438 B 7 (thGM-
CSF) FEZH A\ 4/ 24 (thIL4) 524 (LPS) iy
36 Sigma 27 3 a4 1135 . RPMI1640 3% E Gibeo
o8] s T A AR 56 [ BD 28\ 7 5 48
5 H A OLYMPUS =i
1.2.2 418 d2 mDC #F= pDC i) B cITP £ LG
JYHTESMEIL 100 WL X HR 24 isF 71 J&] 1f. 100 L
FHF A, 336 B5f ) A0 J&] 1 A fim A Lin 8 A5 HUAA
CDI123 CD11¢ HLA-DR %% 20 L, 33 [R5 R, 754y
TRAIE 2 IR B 20 ming IV I 22 B4R 21 41,
PBS V¥ 2 ¥k, LA 400 pL % PBS & G i =i an i
AXME . K CellQuestPro K43t Lin IR G HUKY]
PEAIH, mDC % A CD11e A1 HLA-DR FH+%, pDC &
Sk CD123 F HLA-DR [P AR i 2403 HE50 SRS
JITAS Rl AR S i AR 3 =X A ARSI fr A
DCs (5 AR E 43 L, 4351353 5 mDCs A pDCs 7E
ANEIMAGER 4%
1.2.3 DCs #94ksMiFF354  BU15 ) oITP #JL
TRYTHITIG F 20 f5i%) B2 25 W e ik af. 8 mL B F 5
1710 (RFBTEER I L0, ] Ficoll Paque 43 BB
PPN, FH A 10% BR2F I35 1 RPMI1640 B33k
JEARANHR A 4 x 10° A4/ mL $Fh TSRS SR
37°C 5% CO, BEFAH MR TR 3 h, 2R, &
Wk LA S AR B Aoy o U BE AN M 55 339 P A
L- 21 (0. 02 mmol/ L) , 45 R I 28155 DCs, BJ
fmA thGM-CSF (1000 U/mL) + rhlL4 (500 U/mL),
37°C 5% CO, ¥E5ffr e, 52 ~3 d Pl 1 IR,
1.2.4  DCs #i7 X 8 oo 7 R R
6 K1) DCs 4, In AZHk R 500 ng/mL () LPS,
TP S WA A I T U R . PBS Bk 2 IR, &
1 x10° 4~/mL &, 43 5 A CD40, CD80 , CD86 .
CD83 F1 HLA-DR H. 5 B 4 A K AH I 11 [ 20 5% B,
IRAYJG B 37°C IR 30 min, PBS ¥k 2 U5 i
WA T A PR R IR A 433
1.3 Sit=ZEoH

K1 SPSS 13. 0 Gt H A axt $idls 17 4 17
SR, TR ORISR + ArifE2E (2 25) FOR, 4R
AR BIEL AR 5 25 40 B, 4L 180 9 1 L35k T LSD
2:,P <0.05 AERARITFEE L,
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>0.05) ;1] CD40 7ERY7 R 5 5 X B b 8¢ 34 o B
2 #R B (P >0.05),
. . #*& 2 DCs iy HLA-DR, CD40,CD80,CDS83.CD86 &
2.1 cITP E)LSME I DCs TP 48 25 R EER  (xxs,%)
S5y aE S VEFFHIT o F
55 5% HRZHAH [:[3,c¥TE,%‘ )L{Dﬁﬁq pDC 455§ 41 (% HLA-DR CD4O  CDSO  CD83  CDS86
ik, mDC/pDC LAE NS &, Z R AR FE X (P ey 20 6010 15+4 358 367 438
<0.05) , 1M mDC # % K0 o 5 2o AR s M B i R iR ITP 4UAYFHT 15 79 £14° 1656 S0 +11° 49 =11° 59 13°
F7J5 ITP £ JL pDC o SRR 5 T mDC % 6 % ITP H3897 /G 15 63 +11" 154 408" 37x7" 46=+11°
; AN otz F it 842 073 7.83 7.95 8.68
mDC/pDC HAEH R AT YA, ZRIVA SR P <0.01 50,05 <0.01 <0.01 <0.01

X (P<0.05), WEI1,

F1 TP LBl e 53 H4A DCs TEK TR
H:’,E (xx5)
. mDC pDC DC mDC/pDC
ZH 5 i .
A P uny (vl (Azul) e
papiekicl 20 28+11  16+7 44 17 1.7 +0.5
cITP 413597 AT 15 3010 12+4° 4214 2.5+0.9°
cITP 41IG57 5 15 238" 16+5> 3915 1.4x0.5"
F 1A 6.19 7.69 0.68 8.73
PH <0.05 <0.05 >0.05 <0.05

a: GXIHALILE, P <0.05;b: SiRJTATILE, P <0.05

cITP )L DCs Hy{fIME S 5%
MHI i L) A A G BE £ 5 3 b JS R
TG BE A D AL AN, I A AR 715 5% 6 d
Ja, REMMEEEFERIARENR B AP
ASAFAKEIN, A LPS J5 4 i 2 ¥ Hy SR A RSN
SrHCR, HIEZS UL AR, AT UL S AR GRS
HOESSERAl DN S

2.2

[
L ),:i‘
o 36
.
» o 8
[}

E 1 cITP &JLEKSNES 7 d i) DCs BEFNE
(BREG - U6, x400) AT L DCs R BUBA, T 45 AR, H.
7 88 (R SRS (5 3K TR )

2.3 cITP #)L{E5MESES DCs B RE
cITP & JLIA ¥7 | 4b Ji 1t DCs 1) HLA-DR
CD80 ,CD83 F1 CD86 [{H 14 & 1k % ¥y B &g &1 T XJ fit
H,EZFHEGIFEL(P<0.01), JAIT)G cITP
L DCs ) HLA-DR .CD80 ,CD83 Fl CD86 7 ik %
ERYTHT A R R, ZE R A G E (P
<0.01), 5XIMAMLEZR LHEITFE XL (P

a: GXHRAL LA, P <0.01;b: SiRYTRTILE, P <0.01

3 g

T 2BV D RE S 1 A HG B 2 i 2 S 3 ITP &
W E N 2, B 4™ B BPUIRSE 4 /M5 i
IR ITP s i B A i T 4 B 41 Ay
WAk F2E DCs 21 B7-CD28/CTLA4 F1 CD40/CD40L
HAE T EAE . DCs 328 5 40 it s
FUT S AR A AR S SN, FEAERFAILIAR 13 B s
it 32 AN ALSME T B bk B A0 o & 4 TR, FE
5 DCs BEAE I RE Jy ] B AT AT 43F AL il 1) i AR #5
AT LIS NN B B e s i 7 J8dtk:

AR BCAFEEE ) DCs HA A YA V)2 Th e
SMEHEBT R AR, 9 R B DCs 4R )5, in T
TR RK , X St i IRl 22 8 25 DCs K1Y MHC-I1
REEY . MNP, & et & A B A Ik,
SRIGTEPI TN T 2 il Ae e i MHC-L KR &4, 5
| DCs Fifi, KM DCs F i@ TLR-NF-
kB BRI R SRR IR L g
B, A DCs 1 EBAL S5 R br )R 2. 1E
DCs ¥ ik i B v, R BN DCs $1 R R
AE I T8, BN T R B R A RE S R Rl
™| MHC-1 F MHC-II 2543 + & CD80., CD86
CD40 CD87 ZEf) Fe ikt [l 13, BET S T 40
AR EE T 40, B DCs 75 F 1 fe g
PG TE R AE B M B B G e P s h A J1 22 i A
o ARIERER) DCs MW AETE 2 5, mDCs J# 3¢
BRI W TL-12 {5 S Th 4 ) Thl 4 i 43
fb,51% Thl i ; pDCs fdi # 2. Th 4fiifg (] Th2 43
Ak, W% Th2 YRS, pDCs AT 55 S Th2 7%
NI Thl BN 227 Az, Th2 1Y )z g 7= A i TL-
12 fE52 0 DCs By RL, 18i/0H MHC 11 2553+ L]
WO ANBER o T i Bk FERETE S T 40K
oML, BRI 5 S e i 2. R R mDCs Al
CD40 BTG4k pDCs A a5 S 8 1 1 T 4 g
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SERF DG B T A0 BT AR B mDCs
1 pDCs TE PN 32 h & FEEEAE

DCs AMXAT LA $e 3 m T A 2AE R & T
Yt Be2E , i P A X T 20 B Y 25403 R/ B 6 Treg 2
JETE PRI S RE TR 32 1 A o T 0
TEALBRTT 2 APC i) HoAH My 3% b5 AR-MHC &2 &
Y5 T GRS IARSE GAL S5 — 15 T Hh BT 5 A5
5 R APC 1T 41 i 2 18] (% b el 30384, 32 S Pp ] o) 354
W& APC Y B7 % i 51 (CD80, CD86 ) Fii
CDA40, flifiT53511 5 T 40 ffl 3% 101 CD28 (5 CTLA-4 ) FiI
CD40L 454y, CD8O F1 CD86 Jy DCs 5% fk By A7,
CD83 >y DCs MUhbRaE""> o A IGALIY DCs %
KA APC AR e ifaG PRE . Hif DCs 7 1TP
[ H 355 L, Saito & (BT R R &
I T TAEAT TRTRH S 1Y) S P I/ N D8/ i 8 5 1 B
H pDCs FEAK, & M BUE B TIRYT ik, At
FERI cITP f8E BB SR T 4HRITE (L RE ) 03
FRExT I . Hsu 61 B0 Rz B w0
PEFR LAY DCs éﬁ(%,MTfﬁﬁﬂﬁﬂﬁéﬁﬁﬁj,vﬁ’)ﬁm
/N B BRI A . ARFSE BRI TP JBULIGITET
pDC 5% B0 IE % L E FEAIL, M mDC/pDC L 34
T s B R RIS B IAYT S pDC 4 X BURIG Y T RTIE  , 1M
mDC 25154 % mDC/pDC HABRFAIR ; cITP LG T AT
AR DCs 4 1E 7 )L # & 7K -1k CD80,CD83 J%
CD86, 4 [z JFi i £ 1497 J5 DCs 1§ CD80 ., CD83 Kz
CD86 FAHELAYT I TR, KB cITP & JLAFTE pDC
AR, ANBEAERT B B Sy A2, T DCs B8 Tl J
TR, SRR G e 0 2253 B, Bl o 52 Dy g 14
5, PR G P 25 5L, X T RE S oI TP 1 A%
%i?é,ﬁﬁﬁ%EZFﬁﬁﬁﬁngﬂﬂﬁﬁ(ﬂTP L DCs W #EIF4
il DCs B, X 7 BE 205 B BOsR A St 697 )L
cITP EI’M’EFFWL?EJO

1t DCs 5 /M AN 32 P RERY F LML HI A FE S ()
I T AR ) T 4ufd o1 4 1 JL-10 Fifd b
JEEVRI YT AR DR (R AR T LA S 5 et 2, 3- BUJn 4 i (i
doleamine 2 ,3-dioxygenase, IDO) fyFik, &AL
P T 4l S R R s R T2 (IFN) -y
{2 IDO FEPTIA P2 S A0 A 2RaE , RIE B 1 1E
e, DO J& DCs KIMZ 55 H A" S it
M ITP 3% DCs (1% IDO 3Rk T F, #2755 DCs 1y
IDO A B TE M T REE—FRYT 1TP BARA AR
7 ER T BRI ATESE
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